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Many people with TM experience an
exacerbation of symptoms. These ex-
acerbations can be quite dramatic and
severe, and they can occur at various
intervals and may last for different pe-
riods of time. For instance, a person
may have quite stable symptoms after
their recovery from the onset of TM,
and then after months and months, or
even many years, their symptoms can
significantly worsen. Having an exac-
erbation of symptoms does not mean
that you have recurrent TM or Devics
or MS. In order to receive a diagnosis
of these diseases, you would need to
have tests performed that rule in that
you have experienced a new demyeli-
nating attack in your central nervous
system. Fortunately, it appears that
only small percentages of people with
TM experience multiple episodes of
distinct and different immune attacks.
The exacerbations I would like to dis-
cuss in this column have to do with a
worsening of a person’s symptoms that
are not brought on by a demyelinating
attack. These are exacerbations of
symptoms that do not appear to result
from any new destruction of myelin or
nerve tissue.

So much about TM is not well under-
stood. The issue I am writing about in
this column is perhaps one of the least
understood issues from among the
broad spectrum of little understood is-
sues about TM. And that’s probably
why I am writing about this issue as
opposed to one of the physicians. And
I don’t blame them. I’m not particu-
larly comfortable writing about it ei-
ther. Doctors do not want to commu-
nicate information that does not have a

basis in fact — that means based on
peer reviewed, published research
and/or well described and published
clinical cases. I am not aware of any
published literature on this subject
and TM. But I know it goes on, and
it happens fairly frequently to rela-
tively large numbers of people who
have TM and who have not experi-
enced a full recovery — people who
have significant residual symptoms
from their onset attack and after their
recovery.

And this is an important point. |
have no idea what happens with peo-
ple who have completely recovered
from TM. I, perhaps, have the most
skewed perception of the population
of people who have TM. People who
have fully recovered from TM are
not looking for a TM support group
in the same way as people who have
difficult residual symptoms. Many
of these people are likely not looking
for a support group at all. So, every
time I read the statement that a third
of the people who get TM have a
good recovery from it, ’'m always
thinking that I would love to meet
some of them. Thus, my experience
with the fully recovered is minimal,
and [ don’t know if they have exacer-
bations.

One of the most intellectually diffi-
cult and emotionally challenging is-
sues I deal with in my many commu-
nications with people from the TM
community concerns whether a per-
son is having a recurrent episode of
Transverse Myelitis. I receive phone
calls almost every day from people
and many email messages every
week from people around the world.
From these contacts and requests for
information, there is usually one per-

son, and often a couple of people, who
are concerned about why their symp-
toms have worsened after they have
had some recovery from their onset
episode of TM. Some of these people
express a concern that they might have
recurrent TM.

These conversations are emotionally
challenging because people who have
had an episode of TM and think that
they might be having another episode
are always emotionally distraught.
The thoughts and feelings a person has
about the possibility of having to re-
live this experience are so traumatic.
On more than one occasion, Pauline
has said to me that she wasn’t sure she
could go through that experience
again. It really makes me appreciate
what kind of emotional resolve a per-
son with recurrent TM or Devics or
MS must possess to handle the issues
they have regarding their well being
and their potential futures. And I talk
to these people all the time, and their
emotional and spiritual strength is
really so inspiring to me.

These conversations are also intellec-
tually challenging, because I have
quite difficult choices to make in what
I say to these people and how I say it.
First and foremost, I am not a medical
doctor, so I am not about dispensing
medical advice to anyone. Secondly,
even if I were a doctor, I would not be
making diagnoses or prescribing treat-
ments over the telephone, without re-
viewing complete medical histories
and performing a comprehensive
medical examination.

These people are calling me with their
concerns, because they are faced with
some interesting dilemmas; they are
caught between some difficult choices.
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It is not always easy to get in to see a
neurologist for an emergency appoint-
ment; some physicians are more re-
sponsive than others to this type of
emergency. And someone who thinks
that they are having a new episode of
TM does indeed have an emergency
situation, because we have learned that
a person experiencing a demyelinating
attack needs to be treated as quickly as
possible.

Many people with TM have not had
stellar experiences in the emergency
room from their onset episode of TM.
The idea that they might have to go to
an emergency room and explain that
they have TM, which is complicated
enough, and then have to explain that
they might be having another episode
of TM can be a daunting considera-
tion.

Some people communicate that they
are being seen by a general neurolo-
gist, as opposed to a MS specialist,
who has little experience with TM.
They are concerned that their having
to explain that they might be having
another episode of TM may not be
well accepted or understood by their
physician.

As I have said previously, I know that
people are calling me because I answer
the phone. I can’t tell them what is
wrong with them; I would have no
idea. I can help them to feel less fran-
tic about their situation and can help
them through their decisions about
what is a reasonable course of action;
all of which entail getting physicians
involved as quickly as possible.

I have been dealing with this issue
regularly enough that I have finally de-
cided that I needed to write about it. |
am concerned about what I say or how
much I say, because [ am always very
sensitive to the fact that I am the idiot
standing in my kitchen in Ohio. But I
think it is important for me to discuss
this issue and get this out there for all
of us to think about and talk about.

And we need to encourage our physi-
cians to think about this issue. This
issue needs to be recognized, because
it is happening to significant num-
bers of people. We need to help peo-
ple think about what is happening to
them, how they might approach it
emotionally and what course of ac-
tion is appropriate and reasonable.

I am going to make a distinction be-
tween an exacerbation of symptoms
and a new demyelinating attack.
This is my terminology; I have no
idea how physicians might refer to
this differentiation, if they are mak-
ing it. I know this is complicated;
I’11 write really slowly. People who
have recurrent TM, or Devics or MS
have different and distinct episodes
of demyelination from a new auto-
immune attack. Something triggers
the immune system to go haywire ...
again. In the cases of recurrent TM,
there may be new symptoms in-
volved for the person, if the level of
attack is above the previous episode
or episodes of demyelination. For
instance, there may be upper body
involvement from the new episode
that was not experienced during the
first or previous episodes that might
have occurred at lower levels of the
spinal cord. The only way to know
whether a person is having a new
episode of demyelination is to go to a
neurologist and have him/her per-
form all of the tests necessary to rule
in or out the evidence of a new in-
flammatory attack. During a new
episode of TM, a person who recov-
ered from bladder problems may lose
the ability to urinate again. A person
who recovered muscle function in
their legs, might lose that function
again. Any appearance of new
symptoms would depend on the level
of the spinal cord impacted and the
severity of the attack.

Most people who have TM and who
have not experienced a complete re-
covery can have an exacerbation of
symptoms. What do I mean by an

exacerbation of symptoms? If you
have spasticity, the spasticity worsens.
If you have nerve pain or paresthesias,
the pain or paresthesias can worsen
and become more intense. For in-
stance, you might have had tingling in
your feet from the onset of TM. Upon
experiencing a good recovery, the tin-
gling in your feet might have disap-
peared for years. With an exacerba-
tion, the tingling in your feet might re-
turn. You might have been paralyzed
at onset and recovered over time to
where you had movement in your legs
but had muscle weakness. During an
exacerbation, the weakness could be-
come more pronounced; maybe almost
to the return of paralysis. Exacerba-
tions can impact any of a person’s TM
symptoms, but it does not necessarily
affect all of their symptoms. For those
people who experienced an acute and
severe attack from TM at onset, the
exacerbations can be similar to the on-
set of their symptoms or can “feel”
similar to that onset. This is the reason
that this experience is so traumatic and
stressful for people. For many, it in-
volves reliving these most horrible and
difficult episodes in their lives. And
the fear that this could be happening
again is very intense.

The bad news is that these exacerba-
tions are real; the symptoms are real,
and this happens to a lot of people
with TM. The good news is that the
vast majority of these people do not
have recurrent TM or MS or Devics
and they are not having another demy-
elinating attack. After some period of
time, usually a short period of time,
they are going to return to their previ-
ous level of recovery; where they were
when the exacerbation started. The
spasticity will settle down or they will
regain the strength in their legs, or
their nerve pain or paresthesias will
quiet down and improve.

I learned about this experience first
from Pauline; and she experienced it in
much the same ways that most of you
experience it. The first time she got
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the flu after her recovery from her on-
set TM symptoms, the nerve pain she
has in her feet and legs became quite
severe. Her bladder urgency also
worsened considerably. We have
since learned that any kind of illness
that involves her immune system ordi-
narily makes her symptoms worse.
We know that as her immune system
quiets down; her symptoms will also
improve, so we do less freaking out
about it than we did when it first hap-
pened to her. At the same time, there
are certain things we monitor and pay
attention to in deciding how to manage
these events; including when it is time
to call and involve the physician. And
I’1l get to that momentarily.

Differentiating between an exacerba-
tion of symptoms as opposed to having
an episode of recurrent TM is critically
important. People who have recurrent
TM are often treated with the same
type of medications as people who
have MS; they are treated with the im-
mune modulating drugs due to the pos-
sibility of multiple episodes. These
medications help to delay future epi-
sodes and tend to lessen the severity of
episodes should they occur. People
who have exacerbations are not placed
on these medications.

What triggers an auto-immune attack
in MS or recurrent TM or Devics? 1
haven’t the slightest idea. Remember,
I’m an idiot. Having said that, I’m not
sure anyone else has the answer to that
question. But it happens, and [ know
that there is a lot of research going on
to find the answer; there is MS money
going into finding the answer or an-
swers, and this research is going to
help people who have recurrent TM
and Devics disease.

What triggers an exacerbation? I have
even less of an idea about exacerba-
tions. Why would some compromise
of the immune system make symptoms
that are caused by nerve damage
worsen — when there is no additional
damage being done to the nervous sys-

tem? Okay, I wrote that really
slowly, and I even confused myself.

I’d like to relate an experience I had
not too long ago. [ have been in con-
tact with a number of people who
have recurrent TM; I have asked
some people to write articles for the
In Their Own Words column so that
I can share these experiences and this
information with our readers. I re-
ceived a wonderful article from a
gentleman who has had a very diffi-
cult lifetime of experience with TM
and was given a diagnosis of recur-
rent TM by a neurologist. I read his
article and was really touched by his
experiences. This gentleman got TM
at the age of ten and was paralyzed
from the waist down. He experi-
enced a good recovery from his onset
symptoms over a period of time. At
the age of 17 he experienced an up-
per respiratory infection and in the
environment of this infection, he
once again developed symptoms that
were similar to his onset. He was
treated with steroids and had a good
recovery. He experienced this cycle
of infection, recurring worsening of
TM symptoms, getting treated with
steroids and then having a good re-
covery a couple of more times in his
adulthood. He was eventually given
a recurrent TM diagnosis and was
placed on one of the MS drugs.
Upon completing his In Their Own
Words article, I was immediately
concerned with what I had read.
First, I am not aware of any young
child who got TM and then devel-
oped recurrent TM. In other words, I
am not aware of a case of recurrent
TM where the first episode was ex-
perienced in early childhood, and the
age of ten certainly fit into my think-
ing about what was childhood. Sec-
ondly, seven years was a very long
period of time between episodes for
recurrent TM. Most people with re-
current TM have a second episode
within months of the first episode or
at the most a couple of years after-
wards. Seven years would have been

way outside of any interval I had ever
heard about. And, finally, what
heightened my greatest curiosity about
this person was that every exacerba-
tion of his TM symptoms was experi-
enced in the context of some kind of
upper respiratory infection.

I thought about sharing my concerns
with this person, particularly because
he was prescribed an immune modu-
lating drug when he got his recurrent
TM diagnosis, and if he doesn’t have
recurrent TM, it is probably a really
good idea not to be messing with his
immune system. But [ didn’t want to
say anything to him without first dis-
cussing my concerns with someone
who was in a better place to think
about this issue; someone who is not
an idiot. I presented the basic facts |
had to a physician I have great trust in.
This person confirmed that my suspi-
cions were at least worth communicat-
ing to the person.

So, I called this gentleman, and after
beginning the conversation with a re-
minder that [ am an idiot, I shared my
concerns. I asked him whether any of
his subsequent ‘episodes’ after the first
one when he was ten years old were
confirmed as a demyelinating attack
with an MRI. He wasn’t sure, but he
didn’t know for certain that they had
been. I suggested to him that it would
be a good idea for him to discuss this
with his physician and particularly
with the doctor who gave him the re-
current TM diagnosis. I told him that
if he did not have his second, third or
fourth episodes confirmed as demyeli-
nating attacks that it was certainly a
possibility that he didn’t have recur-
rent TM, and that his exacerbations
could be explained as being triggered
by his upper respiratory infections.

There was a 12 year old who got TM
and had experienced a good recovery
from her onset symptoms. She had
been paralyzed from the waist down
and had lost significant function below
her waist. Over a period of a couple of
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years, she was able to walk. A year or
so later, she got the flu and shortly
thereafter, she became paralyzed from
the waist down. She was immediately
given all of the tests to rule out a re-
curring episode of inflammatory attack
in her spinal cord. It was ruled out.
She recovered from her paralysis
shortly after she recovered from the
flu. And as with the gentleman I de-
scribed previously, her recovery was
similar to the point of recovery she had
experienced from her original onset
symptoms.

What is the connection between an up-
per respiratory infection and exacerba-
tions of TM symptoms; how should I
know; I’'m an idiot. But I know some-
thing is going on, because it is happen-
ing to people.

Are they experiencing new demyelina-
tion and damage to their spinal cords?
It doesn’t seem like they are; I have
not heard of any of these people diag-
nosed by an MRI with a new inflam-
matory attack. Why would an infec-
tion or the flu or serious cold symp-
toms trigger the worsening of TM
symptoms? Why would a bladder in-
fection or an upper respiratory infec-
tion or any kind of illness make a per-
son’s muscles become weaker, or
make spasticity worse, or bring on
bladder or bowel incontinence that
may have been fairly stable and im-
proved for a long period of time?

Why would these infections and other
illnesses trigger tingling and other
paresthesias that had been fairly stable
and improved for a long period of
time? Why would these infections and
illnesses trigger a significant worsen-
ing of nerve pain? Why would stress
to the immune system impact symp-
toms, if the nervous system is not im-
pacted or there is not more damage be-
ing done to the nervous system?

Okay, I’ll stop.

I really wish someone had the answers
to these questions, because then some-
one could come up with a treatment

for it. Or for now, could at least ac-
knowledge for people that it goes on,
and get me an extra hour or two in
the evenings that I can use to focus
on the news so I can aggravate my-
self about what’s going on in the
world. Hey, what are all of you peo-
ple doing out there; please cut it out.
Be nice.

It doesn’t appear that these illnesses
are causing new nerve damage. And
it doesn’t appear that these illnesses
are triggering the development of
new symptoms; those two statements
are consistent and logical. People
who experience these exacerbations
experience a worsening of symptoms
that they had from their onset epi-
sode. A person who never had spas-
ticity is not likely going to develop
spasticity from an exacerbation. A
person who experiences these exac-
erbations is not likely to develop a
new level of sensory deficit from
their onset of symptoms. If your on-
set immune attack was at the T10
level of your spinal cord, the exacer-
bation will likely involve symptoms
that relate back to this same level as
the original, and only, demyelinating
attack. And it also appears that a
person who experiences an exacerba-
tion is likely going to recover to the
level of recovery they experienced
from the original onset of TM.

I am certain that there are exceptions
to what [ am writing. How do I
know that? Because I never write
about anything that doesn’t elicit
someone writing to me saying, “hey,
that’s not what happened to me.”
There are things that generally hap-
pen in cases of TM, but there are
definitely exceptions to everything. I
don’t have a handle on what the
“garden variety of TM” looks like
yet. With just 34,000 cases in the
U.S., and with all of the various po-
tential causes, and with the multitude
of onset experiences from acute to
slowly progressing, and from the dif-
ferences which seem to be present in

cases between adults and children, I’'m
not sure we’re going to get a garden
variety of TM.

If you know of a child who got TM
and then developed recurrent TM,
please get in touch with me and let me
know. I really don’t want to hear this,
but if there is a case, I need to know;
and recurrent means that there have
been substantiated, diagnosed cases of
more than one inflammatory attack in
the spinal cord.

When Pauline has a cold or the flu, her
nerve pain, bladder urgency and mus-
cle weakness become markedly worse.
I know this is going on with people; I
hear about it all the time. And to my
knowledge, they all recover soon after
their cold or flu symptoms are gone.

Okay, while I’'m out dangling on this
limb, I’'m going to crawl out a bit fur-
ther to where the branch gets really
flimsy. Iknow that people’s symp-
toms worsen under a number of differ-
ent circumstances besides in the envi-
ronment of an infection or cold and flu
symptoms. | have heard people de-
scribe a worsening of symptoms from
experiences with high stress and fa-
tigue. Stress is an exceedingly diffi-
cult variable to consider, because it is
difficult to find a time when stress is
not present at some level in our lives.
But recognizing the endemic nature of
stress in our lives, I know that
Pauline’s symptoms are worse when
she is working on her report cards and
preparing for parent-teacher confer-
ences as opposed to the middle of
summer vacation when her most sig-
nificant decisions involve whether she
should spend the afternoon making me
a pot roast versus ironing all of my
shirts.

I am regularly contacted by people
who are experiencing high stress at
work or have recently experienced a
significant tragedy in their family and
are concerned, because their symptoms
have become much worse. I have no
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idea why this happens, but [’m pretty
sure it is happening. Is it possible that
stress is compromising the immune
system in at least an analogous manner
to an infection? That is conceivable to
me; for whatever that is worth.

We need to acknowledge that this ex-
acerbation thing is going on. And we
need to pay attention to the variables
that could be triggering these episodes.
I have a good sense that infections of
all varieties, including those that might
result from having the cold or the flu
could be involved. I have a sense that
inordinately high stress and fatigue can
trigger these exacerbations. And I also
have a sense that other stuff could trig-
ger these exacerbations. I have heard
people talk about changes in the
weather or having to deal with ex-
tremes of temperature. [ would imag-
ine there are all kinds of things that
could trigger a worsening of symp-
toms.

It is also important for me to acknowl-
edge that this discussion about exacer-
bations should be considered within
the context of the very dynamic nature
of TM symptoms. People’s symptoms
change all of the time for a multitude
of reasons. The idea of stable symp-
toms is a relative concept. And that,
by the way, is why it is a good idea for
people with residual TM symptoms to
be examined by a neurologist or a
physiatrist once a year, in much the
same manner people schedule a physi-
cal exam with their family doctor. An
exacerbation would represent a change
in symptoms that is more significant or
more pronounced or more severe than
the more day-to-day changes that
many people experience with their TM
symptoms.

So, what are we supposed to do with
this information? Well, one thing you
can do with it is relax a bit. You likely
don’t have recurrent TM and you are
not likely to get it. And even if your
symptoms get worse on occasion, it is
not likely happening from a new in-

flammatory attack. And if you do
have an exacerbation, as I have de-
scribed in this column, you are very
likely going to experience a return to
the recovery you experienced from
the original onset.

So, let’s return to the dilemma. I get
a call from someone who thinks they
are having a new attack and that they
could have recurrent TM. Well, the
only way to know for certain is to get
to a medical doctor to begin the proc-
ess of ruling it out. There’s no other
way to do it; because they are not go-
ing to get any great answers from
me. But here is what they are going
to get from me.

I’m going to ask them if they have a
cold or the flu or a urinary tract in-
fection or upper respiratory infection.
If they tell me that they do not have
any infection or illness, I ask them to
describe what their current symptoms
are. When they finish their descrip-
tion of symptoms, I ask them if any
of these symptoms are different from
the symptoms they had when they
experienced the first onset of TM and
if the level is any different. For in-
stance, is the sensory level or func-
tional level higher than it was at the
first onset? I also ask them if there
are parts of their body that are im-
pacted that have not been involved
previously in their TM symptoms. If
they tell me that they don’t have any
other illness and that they have new
symptoms or that they are unable to
urinate, or that the sensory or func-
tional level is higher than onset, I
suggest they print Dr. Kerr’s three
articles from our web site, and then
head to the nearest emergency room
of the hospital that is associated with
a medical school that has a MS Cen-
ter with the articles in hand. And
then I ask them to call me as soon as
they hear something or if they need
some assistance.

If they tell me that they have had the
flu or a bladder infection and that the

symptoms they have always had are
worse than they have been for a while,
I suggest that this might not be some-
thing they need to be really worried
about. I tell them that they should
make an appointment and to try to get
in to see their neurologist as soon as
possible, and let their neurologist
know about the change in symptoms.
This is something everyone should pay
attention to; if you experience a dra-
matic change in your symptoms, this is
something your physician needs to
hear about. Telling me about it might
make you feel better for a couple of
minutes, but I’'m not going to do any-
thing highly beneficial for you. Your
doctor needs to know this and needs to
think about what’s going on, and then
needs to start ruling some things out. |
am woefully inadequate in all of those
realms.

Part of this journey with TM involves
getting to know your body. It is im-
portant to develop some sensitivity,
skill and experience about when some-
thing minor is going on that can be ig-
nored, versus when something signifi-
cant is going on that you should moni-
tor for further action versus something
really significant that should trigger an
immediate contact with your physician
or a decision to go to an emergency
room. This isn’t easy; this isn’t easy
for any of us. I grew up in a family
where there is serious cardiovascular
disease; it is a multigenerational prob-
lem that is pervasive. My brother and
sister and I have all made appearances
in emergency rooms with serious cases
of heartburn; even from a fairly early
age. We laugh about it now, but it is
one of those really ironic kinda laughs,
because we share the nightmare about
gasping desperately for our last breaths
while we’re chewing on a Tums.

If you have any doubt in your mind
about what you should do if your
symptoms change, you need to contact
your doctor. If you are experiencing
new symptoms, severe symptoms, or
symptoms that reflect a different or
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higher level of impact on your spinal
cord, you should contact your physi-
cian and if they are not able to see you
immediately, you should probably go
to the emergency room, with Dr.
Kerr’s three articles in tow. If you are
experiencing sufficient doubt about
your symptoms that you think you
need to tell me about it, call your doc-
tor, and tell him or her. I’'m just going
to repeat what I’ve said in this article.
And if you call me right now, you’re
probably going to have to listen to me
complain about my life for an hour be-
fore you get a chance to say something
to me about your problems. Pauline
and I are in the process of remodeling
our house to make it accessible. So,
every room in our house is in the proc-
ess of being demolished and reno-
vated. We are living in a construction
zone with one toilet, no shower or
bathtub, and our lives are sheer un-
adulterated dirt and chaos. I’m in dire
need of a support group. So, call Chi-
tra; I don’t think she’s sharing her toi-
let with a construction crew.

While I’'m venturing out on the limb, I
might as well make my way out to the
very end. [ have talked to some people
who have had exacerbations that oc-
curred in the environment of an infec-
tion; there might have been some rela-
tionship between their exacerbation
and something that could have been
going on with their immune systems.
Their doctors put them on steroids for
a short period of time, and they
seemed to improve. I am not prescrib-
ing steroids for exacerbations; I am not
a doctor and I do not prescribe any-
thing. I am suggesting to you that this
is something you might want to talk to
your doctor about should you be hav-
ing the type of exacerbation I have de-
scribed in this column. It is certainly
something to think about.

So, don’t get sick and don’t have
stress. Or be aware that the conse-
quences of being sick are more serious
for you today than they were before
you had TM, and practice more dili-

gence about avoiding colds and the
flu. Wash your hands a lot; practice
extra care and cleanliness in the bath-
room and kitchen, and use every
ounce of common sense you have
about these matters. As for stress,
lighten up. It is a fact that stress is
endemic in our lives and we only
have so much control over avoiding
it. But we are not passive recipients
of every stressful situation that
comes our way. We can make
choices in our lives which minimize
stress, like, hey, Pauline, let’s demol-
ish every room in the house and re-
model it. And let’s live in the house
while they do all of the work. And
let’s share this teeny bathroom with a
contractor and his crew and the elec-
trician and the plumber and anyone
else who comes into the house. Hey,
do we know who all of these people
are who are roaming around our
house? Okay, you’re on your own
with the stress thing. I’ve got way
too much stress to be talking to you
about stress reduction. Just deal with
it the best you can. Hey, Pauline,
what happened to the electricity and
what’s that smell and is that dirt ...
what is that ... is it moving ... is it
alive?

Please take good care of yourselves
and each other.
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We Don’t Want to Lose You
And Finding You Has Become Very
Expensive

Please keep us informed of any
changes to your mailing address, your
phone number and your email address.
You can send changes to me via email
at ssiegel@myelitis.org; you can send
changes to me by mail, you can call
me (614)766-1806; or you can fill out
a change of information form on the
web site: http://www.myelitis.org/
memberform.htm — just click on the
box indicating that you are changing
existing information.

The Association does all of our mail-
ings using the postal service bulk, not-
for-profit rate within the United States
and our territories and protectorates.
We save a considerable amount of
money by doing our mailings in this
fashion. Unfortunately, when you
move and don’t provide us with the
change, our mail will not be forwarded
to you, after your grace period, and
this class of mail is not returned to the
sender. Thus, we have no idea as to
whether you received the mailing or
not, and we are not made aware of the
change by the post office.

As a result of this situation, I have to
do a separate and special mailing that
is devoted to checking the accuracy of
the TMA membership database. The
process involves a lot of work, a lot of
money and about four months of time
to complete. And the cost to the Asso-
ciation is substantial, because until we
perform a mailing to correct the ad-
dress information, the materials we are
mailing to a bad address just ferment
on some post office floor. These are
wasted printing and postage costs.

Please keep your information current.
Your diligence is greatly appreciated.
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1. ABSTRACT

Transverse Myelitis (TM) is a clinical syndrome
in which an immune-mediated process causes neural injury
to the spinal cord, resulting in varying degrees of weakness,
sensory alterations and autonomic dysfunction. TM may
exist as part of a multi-focal CNS disease (e.g. MS), multi-
systemic disease (e.g. systemic lupus erythematosus), or as
an isolated, idiopathic entity. In this article, we will
summarize recent classification and diagnostic schemes (1),
which provide a framework for the acute management of
patients with TM. Additionally, we will review current
concepts on the natural history, immunopathogenesis and
treatment strategies for patients with TM.

2. INTRODUCTION

TM is arare syndrome with an incidence of between
1 and 8 new cases per million people per yvear {2). TM is
charactenzed by focal inflammation within the spinal cord and
clinical manifestations are due to resultant neural dysfinetion
of motor, sensory and autonomic pathways within and passing
through the inflamed area. There is often a cleatly defined
rostral border of sensory dysfunction and evidence of acute
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inflammation demonstrated by a spind MRI and lumbar
puncture. When the maximal level of deficit is reached,
approximately 50% of patients have lost all movements of
their legs, virtually all patients have some degree of bladder
dysfunetion, and 80-94% of patients have numnbness,
paresthesias or band like dysesthesias (2-7). Autonomic
symptoms consist vaniably of increased unnary urgency, bowel
or bladder incomtinence, difficulty or inability to void,
incomplete evacuation or bowel constipation and sexual
dysfunction (8). Like MS (9), TM is the clinical manifestation
of a variety of disorders, with distinet presentations and
pathologies (10). Recently, we proposed a diagnostic and
classification scheme which has defined TM as either
idiopathic or associated with a known inflammatory disease
(i.e. multiple sclerosis, systemic lupus erythematosus,
Sjogren’s syndrome, or neurosarcoidosis) (1). Patients with
TM should be offered immumomodulatory treatment such as
steroids and plasmapheresis though there is no consensus as to
the most appropriate strategy yet. Most TM patients have
monophasic disease, while up to 20% will have recurrent
inflammatory episodes within the spinal cord (THTMC case
series, 11, 12).
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Table 1. Spectrum of Neurcimmunologic Disorders

Disorder Abbreviation References
Muscle

Polymositis PM 27
Dermatomyositis DM 107
Neuromuscular Junetion

Myasthenia sravis MG 25
Peripheral Nerve

Chronic¢ Inflammatory Demyelinating Polyneuropathy CIDP 108, 109
Acute Inflammatory Demyelinating Polyneuropathy ATDP/GBS 13, 79
Spinal Cord

Transverse myelitis TM/ATM 1,3,19,36
Tropical spastic paraparesis TSPHAM 28, 29
Stiff person syndrome SPS 24
Spinal Cord and Optic Nerve

Neuromyelitis optica NMO 26,101
Optic Nerve

Optic neuritis ON 110
Brain and Spinal Cord

Multiple Sclerosis MS 9
Parancoplastic encephalomyelitis - 111,112
Brain

Acute disseminated encephalomyelitis ADEM 113
Pediatric autoimmune neuropsychiatric disorders PANDAS 20,21
associated with streptococeal infection

Hashimoto’s encephalitis - 22
Rasmussen’s encephalitis RE 114,115

3. THE SPECTRUM OF NEUROIMMUNOLOGIC
DISORDERS

The clinical, immunologic and pathologic
findings in TM patients place this disorder on a continuum
of neuroimmunologic disorders (Table 1). In each, there is
an acquired alteration in the innate or acquired immune
system, resulting in dysfunction and/or cellular injury to
cells within the nervous system. Many of the disorders may
be post-infectious (TM, ADEM, GBS, PANDAS),
suggesting that the infectious agent triggers breakdown of
immune tolerance for self antigens. In GBS, a preceding
infectious agent (often Campylobacter jejini), may encode
a molecular mimic that resembles a host ganglioside
expressed on peripheral nerves, resulting in immune-
mediated injury (13-15). In ADEM and TM, superantigen-
mediated activation of T lymphocytes may be an important
event in breaking down immune tolerance (16-19). In
PANDAS, evidence to date suggests that the development
of anti-neuronal antibodies following infection with Group
A beta hemolytic streptococcus (GABHS) results in
dysfunction of basal ganglia (20, 21). Similarly, NMO,
recurrent TM, SPS, paraneoplastic encephalomyelitis, MG
and Hashimoto’s encephalopathy have prominent humoral
derangements that may contnbute to neural dysfunction
(for reviews, see (19, 22-26). Other disorders in this group,
such as  polymyositis, TSP/HAM, Rasmussen’s
encephalopathy and TM have prominent T lymphocyte
derangements (for review, see (27-29). MS has recently
been shown to have multiple distinet pathologic subtypes
with differing degrees of T lymphocyte, macrophage,
antibody and complement contributions (9). In many of the
other disorders as well, it is unlikely that a single immune
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system component is wholly responsible for the clinical
disorder, and mixed dysfunction of T lymphocytes, B
lymphoeytes, macrophages/microglial cells and even NK
cells may contribute. Similarly, the mechanisms of neural
injury may involve multiple pathways including T
lymphoeyte killing of neural cells, cytokine injury,
activation of toxic microglial pathways, immune-complex
deposition, cxcitotoxic or apoptotic newral injury. Though
TM exists on a continuum of neuroimmunologic disorders,
the reasons to explain distinet focality of these disorders are
unclear. Potential explanations include unique antigen
representation within a focal area of the spinal cord, unique
trafficking of immune effector cells within a particular
region of the spinal cord, or regionally-specific differences
in the immune response (for example, differential
claboration of cytokines or efficient antigen presentation to
the immune system within the spinal cord).

4. HISTORY OF TM

Several cases of “acute myelitis” were deseribed
in 1882, and pathologic analysis revealed that some were
due to vascular lesions and others to acute inflammation
(30). Subsequently, the occurrence of =200 cases of
postvaccinial encephalomyelitis was reported between
1922 and 1923 in England, a complication of smallpox and
rabies vaccination (31). Pathologic analyses of fatal cases
revealed inflammatory cells and demyelination rather than
the vascular pathology noted in earlier reports. Subsequent
reports emphasized that TM may be a post-infectious
“allergic™ response since in many patients, “the fever had
fallen and the rash had begun to fade™ when myelitis symptom
began (32). Several cases were then reported over the next two
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Table 2. TM Diagnostic Criteria

Inclusion criteria

2. Bilateral signs and/or symptoms
3. Clearly-defined sensory level
4.

2-7 days following symptom onset)

1. Development of sensory, motor or autonomic dysfunction attributable to the spinal cord

Inflammation within the spinal cord demonsirated by CSF pleocytosis or elevated IgG index or gadelinium
enhancement (If none of the inflammatory criteria is met at symptom onset, repeat MRI and LP evaluation between

Exclusion criteria

of spine are not adequate)

8.
9

1. History of previous radiation to the spine within the past 10 vears
2. Clear arterial distribution clinical deficit consistent with thrombosis of the anterior spinal artery
3. Extra-axial compressive ctiology by neuroimaging (MRI of spine preferred. CT myelography acceptable. X-ray, CT

4. Abnormal flow voids on the surface of the spinal cord e/w AVM

5. Serologic or clinical evidence of connective tissue disease (sarcoidosis, Beheet’s disease, Sjogren’s syndrome, SLE,
mixed connective tissue disorder ete) (Diagnostic of Connective-Tissue Associated TM)

6. History of clinieally apparent optic neuritis (Diagnostic of Neuromyelitis optica)

7. CNS manifestations of syphilis, Lyme disease, HIV, HTLV-1, mycoplasma, other viral infection (e.g. HSV-1, HSV-

2, VZV,EBV, CMV, HHV -6, enteroviruses) (Diagnostic of Infectious myelitis )

Progression to nadir in less than 4 hours from symptom onset

. Symptom progression continues beyond 21 days from symptom onset

10. Brain and spinal cord MRI abnormalities suggestive of MS and presence of oligoclonal bands in CSF (Suggestive of
TM associated with MS. Apply McDonald eriteria to definitively define MS)

AVM= arteriovenous malformation; SLE= systemic lupus eryvthematosus; HTLV-1= human T-cell lymphotropic virus-1; HSV=
herpes simplex virus; VZV= varicella zoster virus; EBV=Epstein-Barr virus; CMV= cytomegalovirus; HHV= human herpes

Virus

decades in which infectious agents, including measles, rubella
and mycoplasma, were directly isolated from spinal fluid of
patients with TM, suggesting that direct infection of the spinal
cord may be involved in some patients (33, 34). It was in 1948
that Dr. Suchett-Kaye, an English newrologist at $t. Chardes
Hospital in London first wtilized the term “acute transverse
myelitis” (35) in reporting a case of rapidly progressive
paraparesis with a thoracic sensory level, occumring as a post-
infectious complication of pneumonia.

Acute transverse myelopathy {which includes non-
inflammatory causes) and TM have often been used
interchang eably throughout the published hiterature. One report
established the following crteria for transverse myelopathy:
bilateral spinal cord dysfunction developing over a period of <
4 weeks with a well-defined upper sensory level, no antecedent
illness, and exclusion of compressive etiologies (10).
Subsequently, these criteria were altered to include only those
patients who developed motor, sensory, and sphincter
dysfunction acutely over < 14 days, whereas patients with
other neurologic disease or underlying systernic diseases were
excluded (). Other authors then defined TM as acutely
developing paraparesis (no specification of a ime to maximum
deficit) with bilateral sensory findings and impaired sphincteric
function, a spinal segmental level of sensory distubance, a
stable non-progressive course (to distinguish from progressive
spastic paraparesis), and no clinical or laboratory evidence of
spinal cord compression (2). Patients were excluded if they had
progressive spastic paraparesis, a patchy sensory defieit or
hemicord syndrome, syphilis, severe back trauma, metastatic
cancer, or encephalitis. To further separate diseases with
distinet ctiologies, suggested cnteria for TM were revised to
include only those patients who progressed to maximum
deficit within 4 wecks and to exclude other known diseases

including arteriovenous malformations of the spinal cord,
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human T-cell lymphotropie virus-1 (HTLV-1) infeetion, and
sarcoidosis (3). With use of these criteria, cases of TM were
classified as parainfectious, related to MS, spinal cord
ischemia, oridiopathic.

Most recently, acute noncompressive myelopathies
were classified according to an etiologic scheme (36)-1) those
related to MS, 2) systemic disease (e.g., systemic lupus
erythematosus [SLE], anti-phospholipid syndrome, S$jbgren
disease), 3) postinfectious , 4) delayed radiation myelopathy,
5) spinal cord infarct, and 6) idiopathic myelopathy. The
presence of MS or systemic disecase was determined by
standard enteria (37-39), whereas parainfectious myelopathies
were diagnosed on the basis of positive IgM serology or a
fourfold or greater inerease in IsG levels on two successive
tests to a specific candidate/infectious agent. Delayed radiation
myelopathy was diagnosed according to clinical history, and
spinal cord infarction was diagnosed on the basis of
appropriate climical and imaging findings in the absence of
other likely etiologies. Idiopathic transverse myelopathy was
defined in those individuals that could not be otherwise
categorized and constituted 16.5% of this senies.

5. DEFINITION OF TM

5.1. Criteria of TM

We recently proposed a set of diagnostic criteria
which served to distinguish TM from non-inflammatory
myelopathies and to distinguish idiopathic TM from TM
associated with multifocll CNS and multi-systemic
inflammatory disorders. These critena are summarized in
Table 2. A diagnosis of TM requires evidence of inflarmation
within the spinal cord. Because spinal cord biopsy is not a
practical option in the routine evaluation of these patients,
spinal MRI and CSF analysis are the only tools cumrently
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available to determine the presence of inflammation within the
itvolved lesion. Gadoliniwm enhanced spinal MRI and a
lumbar puncture are mandatory in the evaluation of suspected
TM, and we proposed that abnormal gadolinium enhancement
of the spinal cord or CSF pleocytosis or elevated CSF IgG
index be required for a diagnosis of TM (1). If none of the
inflammatory criteria are met at symptom onset, MRI and
lumbar puncture evaluation should be repeated between 2 and
7 days following symptom onset to determine if these
inflammatory eriteria are met. IgG synthesis rate is a less
specific indicator of CNS inflammation than is CSF IgG index
(40, 41), and should not be wtilized in the diagnosis. Vascular
myelopathies can be differentiated from TM by a progression
of symptoms to maximal severity in less than 4 howrs and the
lack of inflarnmation as defined above. However, these criteria
do not completely distinguish vascular myelopathies from TM,
since myelopathies associated with venous infarcts or with
vascular mal formations may be more slowly progressive and
may meet the other criteria for TNL

Differentiating idiopathic TM from TM attributed
to an undedlying disease is also important. Many systemic
inflammatory disorders (e.g. sarcoidosis, SLE, Behget’s
disease, Sjogren syndrome) may involve the nervous
system and TM may be one the possible presentations.
Therefore, all patients presenting with TM should be
investigated for the presence of systemic inflammatory
disease. Important historical information should be
obtained from the patient regarding the presence of rashes,
night-sweats, oral or genital ulcers, sicea symptoms,
shortness of breath, pleuritic pain or hematuria.
Examination should attempt to detect the presence of
uveitis or retinitis, decreased lactimation or salivation, skin
rash (malar, livedo reticularis, erythema nodosum), oral or
genital ulcers, adenopathy, pleuritic or pericardial friction
rub, or organomegaly. Laboratory studies should include
the following: CBC with differential and smear, ANA, 85-
A, 58-B, ESR, and complement. Additional laboratory
testing may be required if signs of a systemic vasculitis are
detected.

From this evaluation, it may be possible to
distinguish idiopathic TM from disease-associated TM f(i.c.,
TM associated with multi-focal CNS disease or systemic
inflammatory disease). This distinction is important since
patients at high risk of developing MS may be evaluated
more closely or may be offered immunomodulatory
treatment (42). Similarly, patients with disease-associated
TM may need to be closely followed for recurrent systemic
and neurologic complications and should be offered
immunosuppressive treatment to decrease the risk of
recurrence. We routinely offer such patients treatment with
azathioprine (2-2.5 mg/kg/d), methotrexate (15-20
mg/week), mycophenolate (2-2.5 g/d) or cyclophosphamide
(pulse of 500-1000 mg/m’ q 4-6 wecks for severe cases)
although controlled trials of these interventions are lacking
and currently needed.

5.2. Evaluation of patients with acute myelopathies

We recently proposed a diagnostic approach for
evaluating patients with acute myelopathies (1). This algorithm
is reproduced here as it has been applied to 354 consecutive
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patients seen at The Johns Hopkins Transverse Myelitis Center
since July 1999 (Figure 1). The first priotity is to rule out a
compressive lesion. If a myelopathy is suspected based on
history and physical exam, a gadolimium enhanced MRI of the
spinal cord should be obtained as soon as possible. If there is
no structural lesion such as epidural blood or a spinal mass,
then the presence or absence of spinal cord inflammation
should be documented with a lumbar puncture. The absence of
pleocytosis would lead to consideration of non-inflammatory
causes of myelopathy such as arteriovenous malformations,
epidural lipomatosis, fibrocartilaginous embolism or possibly
early inflammatoty myelopathy (i.e. a false negative CSF). In
the presence of an inflammatory process (defined by
gadolinium enhancement, CSF WBC pleocytosis or elevated
CSF immunoglobulin index), one should determine whether
there is an infectious cause. Viral polymerase chain reaction
assays should be performed to determine whether there is the
presence of viral particles within the CNS (hetpes simplex 1
and 2, varicella zoster, eytomegalovirus, Epstein Barr virus and
enterovirus). Detection of lyme disease of the CNS typically is
based on antibody detection methods (ELISA with
confirmatory western blot) and the CSF/serum index is often
helpful in determining whether there is true neuroborreliosis
{(43). Evidence of M. prewm oniae infection may be determined
by seroconversion, whichis defined by a4-fold increase in titer
or a single titer of =1:128.

The next priority is to define the regional
distribution of demyelination within the CNS, sinece
several disorders (i.c. multiple sclerosis or acute
disseminated encephal omyelitis) may present with TM as
the initial manifestation of disease or in the setting of
multifocal disease. A gadolinium enhanced brain MRI
and visual evoked potential should be ordered to look for
these entities. The absence of multifocal areas of
demyelination would suggest the diagnosis of isolated
TM and lead to appropriate treatment measures (Section

8y (1).

TM is often misdiagnosed as acute
inflammatory  demyelinating polyradicul oncuropathy
(AIDP) or Guillain-Barré syndrome {(GBS), because
both conditions may present with rapidly progressive
sensory and motor loss involving principally the lower
extremities. Table 3 illustrates key differential points
between these two conditions. A pure paraplegia or
paraparesis with a corresponding distribution of sensory
loss may faver TM, while GBS may present with a
eradient of motor and sensory loss involving the lower
extremities greater than the upper extremities. When
weakness and sensory loss involves both the upper and
lower extremities equally with a distinet spinal cord
level, then TM involving the cerival region is more
likely. Pathologically brisk deep tendon reflexes are
supportive of TM. However, patients with fulminant
cases of TM that includes significant destruction of
spinal cord gray matter may present with hypotonia and
have decrcased or absent deep tendon reflexes. Urinary
urgency or retention is a common carly finding in TM
and is less common in GBS. In GBS, dysesthetic pain,
involvement of the upper extremity and eranial nerve 7,
and absent deep tendon reflexes involving the upper
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Presentation: Neurologic dysfunction consistent with a spinal cord injury at a specific level
354 cases

'

History and physical examination
s  Confirm acute myelopathy — 352 cases
o  Elicit time course and extent of deficits

e Determine signs, symptoms or prior history suggesting infection, systemic inflammatory disease, vascularfischemia, neoplasia,
multiple sclerosis, radiation exposure, neuromyelitis optica, or trauma
e  Determine if recent history of vaccination or systemic illness

.

First priority: Rule out a compressive etiology

v

Sufficient to cause
compressive myelopathy? Yes
1 case
Yes
No

Urgent surgical evaluation
e  Consider intravenous

methylprednisolone

Gadolinium enhanced MRI of the spinal cord within 4

hours

.

Structural abnormality (spondylolisthesis) or spinal

mass

Consider non-inflammatory causes of myelopathy
62 cases (18%)

e Ischemia-arterial, venous, watershed or arteriovenous

~

Second priority: Define presence/absence of spinal cord
inflammation - 351 cases

'

Lenber Panchure |

v

CSF pleocytosis or gadolinium
enhancement or elevated [eG index

Figure 1. Diagnostic Approach to Acute Myelopathy (THTMC case series)

extremities are more common findings. An MRI of the
spinal cord may show an area of inflammation in TM
but not in GBS. Although cerebral spinal fluid findings
in TM are not consistent and an elevated cell count may

6 cases (2%)
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malformation (42 cases) Ho
* Radiation (3 cases) Yes
*  Epidural lipomatosis (2 cases)
s Fibrocartilagenous embolism (5 cases) Third Priority: Defing extent
Consider early inflammatory myelopathy, false negative of demyelination
CSF (repeat LP in 2-7 days) (10 cases) l
Check Brain MRI with
gadolinium and visual evoked
potential
Yes ¢
Brain/Brain [ Site of demyelination
and optic tract < Demyelination?
Optic \ No
Nerve/Tract
Possible diagnoses Transverse Myelitis (TM):
¢ Multiple Sclerosis Idiopathic — 170 (48%)
« ADEM A Disease associated — 22 (6%)
*  Disease-Associated TM Possible Neur omyelitis Optica Recurrent — 64 (18%)
17 cases (5%) (Devic’s Disease) Progressive—9 (3%)

be absent, there iz usually a moderate lymphocytic
pleocytosis and elevated protein level. This is in contrast
to the albumino-cytologic dissociation of the CSF seen
in GBS (44).
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Table 3. Comparison of TM and GBS
Characteristics T™ GBS Distinguishing Feature
Motor findings Paraparesis or quadriparesis | Ascending weakness TM: if UE involvement, often as severe as
LE=UE in the early stages | LE; often no UE involvement
GBS: There usually is UE involvement
and it is less severe than LE involvement
early in the disease
Sensory findings Usually can diagnosis a Ascending sensory loss TM: sensory level usually identified.
spinal cord level LE=UE in the early stages | Often no arm involvement
GBS: no sensory level, usually UE less
affected than LE early in the disease
Autonomic Early loss of bowel and Autonomic dysfunction of | TM: urinary urgency or retention early
findings bladder control the cardiovascular (CV) and prominent; CV instability only in
system severe cases higher than T6.
GBS: urinary urgency or retention less
common; CV instability is more common
Cranial nerve None EOM palsies or facial (GBS: eranial neuropathies are more

findings weakness common than in TM

Electrophysiologic | EMGNCY findings may be | EMG/NCV findings The lack of peripheral nerve abnormalities

findings normal or may implicate confined to the PNS: in a patient with progressive weakness and
the spinal cord: motor and/or sensory sensory loss should suggest evaluation of

nerve conduction velocity | the spinal cord for pathology

Prolonged central reduced, distal latencies
conduction on prolonged; conduction Conversely, patients with suspected TM
somatosensory evoked block; reduced Hreflex but equivoeal clinical, 1ab or radiologic
potential (SEP) latencies or | usually present findings may warrant peripheral nerve
missing SEP in conjunction examination
with normal sensory nerve
action potentials

MRI findings Usually a focal area of Normal MRI abnormalities may be helpful in
inereased T2 signal with or diagnosing a patient who is suspected of
without gadolinium having GBS from TM
enhancement

CSF Usually, CSF pleocytosis Usually, elevated protein CSF pleocytosis and elevated IgG index
and/or increased IgG index | in the absence of CSF may be helpful in diagnosing a patient

pleocytosis who is suspected of having GBS from TM
5.3. Differential Diagnoses/Non-inflammatory diagnostic study of choice to define the presence of a vascular
myelopathies malformation. Surgical or endovascular treatment may result

As indicated above, the suggested diagnostic
algonthm and eritena first distinguish inflammatory from non-
inflammatory myelopathies. If the history and evaluation do
not suggest a systemic or a CNS inflammatory process, then
consideration should be given to ischemie, metabolic, or
structural causes of myelopathy. Vascular myelopathy may be
farly easy to recognize in the setting of an anterior spinal
artery infarct (sudden onset of symptoms with relative
preservation of posterior colummn function). Or it may be more
diffi cult to recognize in the setting of a venous infarct or in the
seting of a vascular malformation. Venous infaret may be
suspected when a clinical history and serologic studies are
suggestive of a pro-thrombotic state (deep venous thrombosis,
pulmonary embolus, livedo reticulans, anti-phospholipid
antibodies, factor V ILeiden mutation, APC resistance or
prothrombin gene mutation). A vascular malformation (dural
AV fistula, AVM, cavernous angioma) may be suspected if the
imaging suggests the presence of flow voids or bleeding into
the spinal cord. A dural AV fistula is most likely to oceur in
men older than 40 years old and may present with a
“stuttering™ or progressive myelopathy. Patients with a dural
AYV fistula may report a postural dependence of symptoms and
pain is usually a prominent feature. Spinal angiography is the
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in stabilization or eclinical improvement in a substantial
proportion of patients (45-47).

Fibrocartilagenous embolism is a rare (though likely
underreported) cause of acute myelopathy {48-51). In most
reported cases, there has been a sudden increase in
intrathoracic or intraabdominal pressure prior to the onset of
symptoms, and in several autopsies, fibrocartilagencous
material was found to have embolized to the spinal cord. The
most likely explanation for these findings is that the nucleus
pulposis hemiated vertically into the vertebral body sinusoids
in response to markedly elevated pressure, followed by further
herniation through vascular channels into the spinal cord
parenchyma. Fibrocartilagenous embolism  should be
suspected in a patient with a sudden onset of myelopathy that
reaches its maximal severity within hours in a patient with an
antecedent clevation of intra-abdominal or intrathoracic
pressure. Imaging may show acute loss of intervertebral disk
height and vertebral body end-plate changes adjacent to an
area of T2 signal abnormality within the spinal cord.

Radiation myelopathy may develop at any time up
to 15 vears following ionizing radiation. Pathologic studies
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show preferential involvement of myelinated tissue and blood
vessels and it 1s likely that cellular death of oligodendrocytes
and endothelial cells contnibutes to the clincal disorder (32).
Patients may present with slowly progressive spasticity,
weakness, hyperreflexia and unnary wgency. There is often a
corresponding T2 signal abnormality thatis non-enhancing and
preferentially affects the more superficial spinal cord white
matter. Though anticoagulation (53, 54) or hyperbaric oxygen
(55-57) have been proposed as treatment options, neither has
been elealy shown to be effective in patients with radiation

myelopathy.

54. Discrimination from Multiple Sclerosis

TM can be the presenting feature of MS. Patients
who are ultimately diagnosed with MS are more likely to
have asymmetric clinical findings, predominant sensory
symptoms with relative sparing of motor systems, MR
lesions extending over fewer than two spinal segments,
abnormal brain MRT, and oligoclonal bands in the CSF (36,
58-62). A patient with monofocal CNS demyelination
(Transverse Myelitis or optic neuritis) whose brain MRI
shows lesions consistent with demyelination (63) has an
83% chance of meeting clinical criteria for MS over the
subsequent decade compared with 11% of such patients
with nortal brain MRI (64).

6. NATURAL HISTORY OF TM

6.1. Epidemiology and Clinical Presentation of TM

TM affects individuals of all ages with bimodal
peaks between the ages of 10 and 19 years and 30 and 39
vears (2-5). There are approximately 1400 new cases
diagnosed in the United States per year and approximately
34,000 people have chronic morbidity from TM at any
given time. Approximately 28% of reported TM cases are
in children [JHTMC case serics]. There is no sex or
familial predisposition to TM.

A preceding illness including nonspecific
symptoms such as fever, nausea, and muscle pain has been
reported in about 40% of pediatric cases within 3 weeks of
the onset of the disorder (44, 65)[JHTMC case series]. 30%
of all cases of pediatric TM cases referred to an academic
center had a history of an immunization with one month of
the onset of symptoms [JHTMC case series]. Although a
history of an immunization preceding the onset of TM is
commonly reported, the relationship to this condition is
unclear because of insuffici ent information.

TM is characterized clinically by acutely or
subacutely developing symptoms and signs of neurological
dysfunction in motor, sensory and autonomic nerves and
nerve tracts of the spinal cord. Weakness is described as a
rapidly progressive paraparesis starting with the legs and
oceasionally progresses to involve the arms as well,
Flaccidity maybe noted imtially with gradually appearing
pyramidal signs by the second week of the illness. A
sensory level can be documented in most cases. The most
common sensory level in adults is the mid-thoracie region,
though children may have a higher frequency of cervieal
spinal cord involvement and a cervical sensory level (66).
Pain may occur in the back, extremities, or abdomen.
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Paresthesias are a common initial symptom in adults with
TM but are unusual for children (67). Autonomie
symptoms consist variably of increased urinary urgency,
bowel or bladder incontinence, difficulty or inability to
void, incomplete evacuation or bowel constipation (8).
Also commonly the result of sensory and autonomic
nervous system involvement in TM is sexual dysfunetion
(68 , 69). Genital anesthesia from pudendal nerve
involvement (52-%4) results in impaired sensation in men
and women. Additional male sexual problems with
parasympathetic  (52-54) and sympathetic (T10-L2)
dysfunction in TM patients include erectile dysfunction,
¢jaculatory disorders and difficulty reaching orgasm.
Corresponding female sexual problems include reduced
lubrication and difficulty reaching orgasm.

In addition to the signs and symptoms of direct
spinal cord involvement by the immune system in TM,
there also appears to be indirect effects manifested as
depression that are reminiscent of what has been described
in MS (unpublished observations) (70). This depression
does not correlate significantly with the degree of physical
disability, and can have lethal consequences resulting in
suicide in severe cases if left untreated.

When the maximal level of deficit is reached,
approximately 30% of patients have lost all movements of
their legs, virtually all patients have some degree of bladder
dysfunction, and 80-94% of patients have numbness,
paresthesias or band like dysesthesias (2-7). In more than
80%, patients reach their clinical nadir within 10 days of
the onset of symptoms (44). Although the temporal course
may vary, neurologic function usually progressively
worsens during the acute phase from between 4-21 days

(.

A spinal MRI and lumbar puncture often show
evidence of acute inflammation 2-4, 7, 10, 61, 71). In our
case series of 170 idiopathic TM cases, spinal MRI showed
a cervical T2 signal abnormality in 44% and a thoracic T2
signal abnormality in 37% of cases. 5% of patients had
multifocal lesions and 6% showed a T1 hypointense lesion.
This corresponded to the following eclinical sensory levels:
22% cervical, 63% thoracic, 9% lumbar, 6% sacral and no
sensory level in 7%. The rostral-caudal extent of the lesion
ranged from one vertebral segment in many to spanning the
entire spinal cord in two patients. In 74% of patients, the
T2 lesion also enhanced with gadolinium. 42% of patients
had a CSF pleocytosis with a mean WBC count of 38+13
cells (range 0-950 cells). 50% of the patients revealed an
elevated protein level (mean protein level 75+14 g/dl).
Table 4 lists some of the radiologic features that distinguish
various acute myelopathies.

6.2. Monophasic vs. Recurrent TH

75-90% of TM patients experience monophasic
disease and have no evidence of multi-systemic or
multiphasic disease. Most commonly, symptoms will stop
progressing after 2-3 weeks and spinal fluid and MRI
abnormalities will stabilize and then begin to resolve. There
are several features, however, that predict recurrent discase
{Table 5). Patients with multifocal lesions within the spinal



Page 14

The Transverse Myelitis Association

Table 4. Imaging Features of Acute Myelopathies

Imaging feature Suggested diagnosis
Blood within the spinal cord (bright and dark T1 and T2 Vascular malformation such as cavernous angioma or dural
| signal) AV fistula

Flow voids within spinal cord

Dural AV fistula or AVM

Central T2 signal abnormality

Venous hypertension

Ring-enhancing lesion

Infection or tumor (but consider course of IV steroids to
rule out inflammatory process before progressing to biopsy)

Acute loss of vertical intervertebral dise height and
corresponding T2 signal abnormality

Consider fibrocartilagenous embolism

Fusiform lesion extending over =3 sc segments

Consider Neuromyelitis optica or discase-associated TM

cord diameter

T2 bright lesion in white matter oceupying less than 2 spinal
cord segments in rostral-caudal extent and less than 50% of the

Consider MS

ridge, but lack of spinal cord compression

T2 spinal cord lesion adjacent to disk herniation or spondylitic

Consider dynamic spinal cord compression only during
flexion or extension (flexion-extension x ray to determine
the presence of abnormal spinal column mobility; MRT in
flexion or extended position instead of in neutral position)

Table 5. Recurrent Vs. Monophasic TM

Characteristics Monophasic Recurrent

Spinal MRI Single T2 lesion Multiple distinet lesions or fusiform lesion
extending over = 3 spinal cord segments

Brain MRI Normal T2/FLAIR. abnormalities

Blood Serology Normal > 1 autoantibodies (ANA, dsDNA,
phospholipid, c-ANCA)

55-A Negative Positive

CSF Oligoel onal Bands Negative Postive

Systemic discase None Connective tissue disorder

Optic Nerve Involvement | No Yes

CSFIL-6 Sustained elevation (=50 pg/ml) (research only) | Declining or normal (<50 pg/ml) (research
only)

cord, demyelinating lesions in the brain, oligoclonal bands
in the spinal fluid, mixed connective tissue disorder, or
serumn autoantibodies (most notably $5-A) are at a greater
risk of recurrence (72). Preliminary studies suggest that
patients who have persistently abnormal CSF cytokine
profiles (notably IL-6) may also be at inereased risk for
recurrent TM, though these findings must be wvalidated
before they are utilized clinically (73). At the current time,
we do not understand the relative contribution of these
factors to gauge whether chronic immunomodulatory
treatment is warranted in high-risk patients.

6.3. Prognosis

Some patients with TM may experience recovery
in neurologic function regardless of whether specific
therapy was instituted. Recovery, if it oceurs, should begin
within 6 months and the vast majority of patients show
some restoration of neurologic function within 8 weeks (67,
THTMC case series). Recovery may be rapid during months
3-6 after symptom onset and may continue, albeit at a
slower rate, for up to 2 vears (44, 66, JHTMC case series).
Longitudinal case series of TM reveal that approximately
1/3 of patients recover with little to no sequelae, 1/3 are left
with moderate degree of permanent disability, and 1/3 have
severe disabilities (4, 5, 10, 44, 65). Knebusch estimated
that a good outcome with normal gait, mild urinary
symptoms, and minimal sensory and upper motor neuron
signs oceurred in 44%. A fair outcome with mild spasticity
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but independent ambulation, urgency and/or constipation,
and some sensory signs oceurred in 33%, and a poor
outcome with the inability to walk or severe gait
disturbance, absence of sphincter control and sensory
deficit 23%. The patient cohort we follow at Johns Hopkins
is more severe with only 20% experiencing a good outcome
by those definitions, likely a reflection of referral bias to a
tertiary care center. Symptoms associated with poor
outcome include back pain as an initial complaint, rapid
progression to maximal symptoms within hours of onset,
spinal shock, and sensory disturbance up to the cervieal
level (67). The presence of 14-3-3 protein, a marker of
neuronal injury, in the CSF during the acute phase may also
predict a poor outcome (74).

7. IMMUNOPATHOGENESIS OF TM

7.1. General Pathology of TM

The pathology of acute myelopathies reflects the
heterogeneous nature of thee disorders. Few studies to date
have described the pathology of acute myelitis and the
majority  of these pathological deseriptions are
clinicopathological case reports (75-77). Pathological data
from autopsies and biopsies from patients with suspected
spinal cord lesions later confirmed to be associated with
myelitis have been studied at the THTMC {unpublished
data). These data further confirm that TM is an
inflammatory conditi on associated with immune-mediated
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Figure 2. Histology of TM. A: Myelin stziiriing of cervical
spinal cord section from a patient who died during a
subacute stage of TM. There are a few myelinated areas left
(white arrows) and foci of cystic degeneration in the
anterior horns (black arrows). The remaining of the spinal
cord shows chronic inflammation and demyelination
(LFB/HE stain). B: An area of demyelination from the
same spinal cord as A that shows areas of active myelin
and fiber degeneration (LFB/HE stain). C: High
magnification view of few myelinated fibers left in areas of
active inflammation (LFB/HE stain). D: Focal area of acute
inflammation  and  perivascular accumulation  of
inflammatory cells seen in a biopsy obtained from a patient
with acute TM (H&FE stain). E: Perivazcular infiltration by
T lymphocytes as demonstrated by immunocytochemistry
in an area of active inflammation in a patient with TM
(CD3 immunostaining). F: Infiltration by macrophages in
an area of myelitis (HL A-Dr immunostaining).

mechanisms. Indeed, all patients who met criteria for the
diagnosis of TM and had tissue sampling of the spinal cord
(biopsy or autopsy) had inflammatory changes. These
pathologic abnormalities invariably included focal
infiltration by monocytes and lymphocytes into segments
of the spinal cord and perivascular spaces and an invariable
astroglial and microglial activation (Figure 2). The
magnitude and extension of these inflammatory features
vary and are determined by the etiological factors and the
temporal profile of the myelopathic changes. The presence
of white matter changes, demyelination and axonal injury is
prominent in  postinfectious myelitis. However,
involvement of the central compartment of the cord, gray
matter or neurong i also prominent in some cases, a
finding that supports the view that in TM, both gray and
white matter compartments may be equally affected. In
some biopsies obtained during the acute phases of myelitis,
infiltration of CD4+ and CD8+ lymphocytes along with an
increazed prezence of monocytes is quite prominent. In
biopsies obtained during subacute phases of myelopathic
lesions, prominent monocyte and phagocytic-macrophage
infiltration iz observed. In some cages, autoimmune
disorders such as SLE, lead to wvasculitic lesions that
produce focal areas of spinal cord ischemia without
prominent inflammation (78). These immunopathol ogical
observations further confirm that TM is an immune-
mediated disorder that involves cellular reactions and
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perhaps humoral factors that injure compartments of the
spinal cord.

7.2, Inmunop athogenesis of THvV

The pathogenesizs of TM iz believed to be
immune-mediated. In support of thiz mechanizm, most
patientzs have CSF pleocytosis and blood-brain barrier
breakdown within a focal area of the spinal cord. In 30-
60% of idiopathic TM cases, there is an antecedent
respiratory, gastrointestinal or systemic illness (2-5, 7, 10,
65).

Therefore, in TM patients, it is likely that there
is abnormal activation of the immune system resulting
in inflammation and injury within the spinal cord.
Several potential mechanisms for this have been
proposed (19). A variety of infectious agents encode
molecular mimics (e.g. proteins, sglycolipids or
proteoglycans) that resemble zelf antigens. Generation
of an immune response to the mimic then may result in
cross-reactive immune activation against self tissue.
This mechanism is well established in Guillain-Barré
syndrome, a monophasic, usually post-infectious
inflammatory disorder of peripheral nerves (79-81).
More recent studies have implicated thiz mechanism in a
variety of CNS inflammatory diseases as well (82-85).
The molecular mimic may stimulate T lymphocytes,
thus breaking down the immune tolerance of self tizssue
that had previously existed (82). Alternatively, the
molecular mimic may stimulate the generation of
antibodies which cross react with self antigens, resulting
in immune complex formation and activation of
complement-mediated or cell-mediated injury to self
tizssue (83-85). These autoantibodies may function as an
agonist to cellular receptors, altering cellular signaling,
metabolism or activity (85).

Another link between an antecedent infection and
the development of TM may be the fulminant activation of
lymphocytes by microbial superantigens. Superantigens are
microbial peptides that have a unique capacity to stimulate
a large number of lymphocytes in a unique manner
compared with convenfional antigens. The stimulation of
large numbers of lymphocytes may frigger autoimmune
disease by activating autoreactive T cell clones (86, 87).
Whereas very little is known definitively about the inciting
cause of inflammation in the CNS of patients with TM,
nothing is currently understood about the mechanisms of
tissue injury in this inflammatory disease.

We recently have carried out a series of
investigations that describe immune derangements in TM
patients (73, 88). We have found that interleukin 6 (IL-5)
levels in the spinal fluid of TM patients were markedly
elevated compared to confrol patients and to MS patients.
While relatively low levels of IL6 in MS patients did not
correlate with disability, ILS levels in TM patients strongly
correlated with and were highly predictive of dizability. IL-
6 levels in TM patient’s CSF correlated with Nitric Oxide
(NO) metabolites, which also correlated with disability. We
suggest, therefore, that marked upregulation of IL6
correlates with increased NO production and that this
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clevation is ctiologically related to tissue injury leading to
clinical disability in TM.

8. TREATMENT OF TM

3.1. Intravenous Steroids

Intravenous steroid is often instituted for
patients with acute TM. Though there is no randomized,
placebo-controlled study that supports this approach,
evidence from related disorders and clinical experience
support this treatment (89-93). Additionally, there are
several small studies which support the administration
in patients with TM (94-97). A study of five children
with severe TM who received Solumedrol (1g/1.73
meter squared per day) for 3 or 5 consecutive days
followed by oral prednisone for 14 days reported
beneficial effects compared to ten historic controls (96).
In the steroid treated group, the median time to walking
was 23 days vs. 97 days, full recovery occurred in 80%
vs. 10%, and full motor recovery at 1 vear was present
in 100% ws. 20%. No serious adverse effects from the
steroid treatments occurred.

Other investigations have suggested that
intravenous steroid administration may not be effective
in TM patients (44, 67, 98). The most significant of
these manuscripts {98) compared 12 TM patients seen
between 1992-1994 who did not get steroids with 9
patients seen between 1995-1997 who did. Although the
authors claimed that there was no statistically significant
difference in the outcomes between the groups, it is
evident that the TM patients who received steroids were
more likely to recover and fewer had a poor outcome on
the Barthel Index (33% wvs. 67%). Therefore, the
available evidence suggests that intravenous steroids are
somewhat effective if given in the acute phase of TM.
However, these studies did not rigorously define TM
and therefore likely included patients with non-
inflammatory myelopathies.

At our center, we routinely offer intravenous
methylprednisolone (1000 mg) or dexamethasone (200
mg) for 3-5 days unless there are compelling reasons to
avoid this therapy. The decision to offer continued
steroids or add a new treatment is often based on the
clinical course and MRI appearance at the end of 5 days
of steroids.

3.2. Plasma Exchange

Plasma exchange (PLEX) is often initiated if a
patient has moderate to severe TM (i.c. inability to
walk, markedly impaired autonomic function and
sensory loss in the lower extremities) and exhibits little
clinical improvement within 5-7 days of intravenous
steroids. PLEX has been shown to be effective in adults
with TM and other inflammatory disorders of the CNS
(99-101). Predictors of good response to PLEX include
early treatment (less than 20 days from symptom onset),
male sex, and a clinically incomplete lesion (i.c. some
motor function in the lower extremities, intact or brisk
reflexes) (102). It is our experience that PLEX may
significantly improve outcomes of patients with severe
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{though incomplete) TM and who have not significantly
improved on intravenous steroids.

33. Other Immunomodulatory Treatment

No controlled information currently exists
regarding the use of other treatment strategies in
patients with acute TM. Some clinicians consider pulse
dose intravenous cyclophosphamide (500-1000 mg/m2)
for patients with TM that continues to progress despite
intravenous steroid therapy. It is the experience at our
center that some patients will respond significantly to
intravenous cyclophosphamide and this treatment is
worthy of consideration while we await double blinded
placebo trials. However, cyclophosphamide should be
administered under the auspices of an experienced
oncology team, and caregivers should monitor the
patient carefully for hemorrhagic eystitis and
cytopenias.

CSF filtration is a new therapy, not yet available
in the United States, in which spinal fluid is filtered for
inflammatory  factors (including cells, complement,
cytokines and antibodies) prior to being reinfused into the
patient. In a randomized tnal of CSF filtration vs. PLEX for
ATDP, CSF filtration was better tolerated and was at least
as effective (103). Clinical trials for CSF filtration are
currently being initiated.

Chronic immunomodulatory therapy should be
considered for the small subgroup of patients with recurrent
TM. Although the ideal treatment regimen is not known,
we consider a two yvear course of oral immunomodulatory
treatment in patients with two or more distinet episodes of
TM. We most commonly treat patients with azathioprine
(150-200 mg/d), methotrexate (15-20 mg/week) or
mycophenolate (2-3 gm/day), though oral
cyclophosphamide (2 g/kg/day) may also be used in
patients with systemic inflammatory disease. On any of
these medicines, patients must be followed for transaminitis
or leukopenias.

3.4. Long Term Management

Many patients withTM will require rehabilitative
care to prevent secondary complications of immobility and
to improve their functional skills. It is important to begin
occupational and physical therapies early during the course
of recovery to prevent the inactivity related problems of
skin breakdown and soft tissue contractures that lead to loss
of range of motion. The principles of rehabilitation in the
early and chronic phases after TM are summarized in
Tables 6 and 7. During the early recovery period, family
education is essential to develop a strategic plan for dealing
with the challenges to independence following return to the
comumunity. Assessment and fitting for splints designed to
passively maintain an optimal position for limbs that cannot
be actively moved is an important part of the management
at this stage.

The long term management of TM requires
attention to a number of issues. These are the residual
effects of any spinal cord injury including TM. In addition
to chronic medical problems, there are the ongoing issues
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Table 6. Chronic Management of Patients with TM

(General

Rehabilitation is eritical
Strongly consider
inpatient rehabilitation
Daily land based and/or
water based therapy for
8-12 weeks

Daily weight bearing for
45-90 minutes. Standing
frame if non-ambulatory
bone densitometry:
Vitamin D, Calcium
Look for depression and
treat if interfering with
rehabilitation

Bladder
dysfunction

Assess ability to void
spontaneously

Avoid Crede (bearing
down to mitiate urination)
since may be dangerous

Check post void residual.

If =80cc, consider clean
intermittent
catheterization (goal less
than 400 ¢¢ volumes)
Cystometrogram not
required in acute phase

Anticholinergic Rx if sig.

urgency
Cranberry juice for urine
acidification

Bowel
dysfunction

high fiber diet
increased fluid intake
digital disimpaction
bowel program: colace,
senokot, dulcolax,
docusate PR, bisacodyl
in a water base, miralax,
enemas PRN

Weakness

strengthening program
for weaker muscles
Passive and active ROM
PT/OT consultation
Splinting or orthoses
when necessary

Pain or
dysesthesias

ROM exercises
gabapentin
catbamazepine
nortriptyline
tramadol

avoid narcoties if
possible

Spasticity

ROM exercises
aquatherapy
baclofen
tizanidine
diazepam
botulinum toxin
tiagabine

Early Rehabilitati on Principles (weeks to months)
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Table 7. Chronic Management of Patients with TV

General

Avetd secondary complications
Examine for scoliosis in patients
with highfsevere lesions.

Seral flexionfextension x-ray of
back to follow angle

Skin hygiene to avoid
breakdown

Treat fatigue: Amantidine,
Methylphenidate, Modafinil,
Co(Q10

Bene densttometry: Vitamin I,
Calcium, Bisphosphanate therapy
Consider and treat depression

Bladder
dysfunction

Urodynamics study for irnitative
of obstructive symptoms
Anticholinergic drug if detrusor
hyperactive: extended release
Ditropan or Detrol

Adrenergic blocker if sphicter
dysfunction: Flomaz, ete

Clean intermittent catherterization
iz safe forlong term

Cranberry juice/Vitamin C for
urine acidifcation

Consider sacral nerve

stimul ation

Bowel
dysfunction

high fiber diet

increased fluid intake

digital disimpaction

bowel med program: colace,
senckot, dulcolas, docusate PR,
bisacodyl in a water base,

miral az, enemas PEI

Sexual
dysfunction

FPhosphodiesterase V inhibitors

Weakness

Strengthening program for
wealer muscles

Passive and active ROM
Splinting or orthoses when
fECESSAry

Continued land-based and water
based therapy

Ambulation devices when
appropriate

Daily weightbearing for 45 -%0
minutes. Standing frame if non-
ambulatory

Crthopedics evaluation if joint
imbalance

Pain or
dysesthesias

ECM exercises

gabapentin

carbamazepine

nortrptyline

tramacol

topical lidecaine (patch or
cream)

intrathecal baclofen or opioids

Spasticity

RO exercises
aquatherapy

baclofen

fizani dine

diazepam

botulinum toxin
tiagabine

intrathecal baclofen trial

Late Rehabilitation Principles (meonths to years)
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of ordering the appropriate equipment, re-entry into the
school for children and community, and coping with the
psyechological effects of this condition by the patients and
their families.

Spasticity is often a very difficult problem to
manage. The key goal is to stay flexible with a
stretching routine using exercises for active stretching
and a bracing program with splints for a prolonged
stretch. These splints are commonly used at the ankles,
wrists, or elbows. An appropriate strengthening
program for the weaker of the spastic muscle acting on
a joint and an aerobic conditioning regimen are also
recommended. These interventions are supported by
adjunctive measures that include anti-spasticity drugs
(e.g. diazepam, baclofen, dantrolene, tiagabine),
therapeutic botulinum toxin injections, and serial
casting. The therapeutic goal is to improve the funection
of the patient in performing specific activities of daily
living (i.e. feeding, dressing, bathing, hygiene,
mobility) through improving the available joint range
of motion, teaching effective compensatory strategies,
and relieving pain.

Another major area of concern is effective
management of bowel and bladder function. A high fiber
dict, adequate and timely fluid intake, medications to
regulate bowel evacuations, and a clean intermittent
urinary catheterization are the basic components to
success. Regular evaluations by medical specialists for
urodynamic studies and adjustment of the bowel
program are recommended to prevent potentially serious
complications.

9. SPECULATIONS ON FUTURE TREATMENTS OF
TM

Work over the last few vears has begun to
reveal fundamental immune abnormalities in patients
with TM and related neuroimmunologic disorders. The
generation of autoantibodies and the presence of
abnormally elevated cytokine levels in the spinal fluid
are likely to be important immunopathogenic events in
many patients with TM. Though TM is a
heterogencous syndrome that is associated with
distinet pathologies, reccent classification strategies
have attempted to identify patients with likely similar
immunopathogenic events. While current therapies are
largely non-specifie, future therapies will be more

specifically targeted to those eritical
immunopathogenic events in TM. For example,
evolving strategies will more effectively identify

autoantibodies and the antigen to which they respond
(104, 1035), making it possible to develop specific
targets to block the effects of these autoantibodies.
Additionally, several strategies exist and more are
currently being developed that specifically alter
cytokine profiles or the effects of these cytokines
within the nervous system. However, a cautionary note
exists from recent studies examining TNF- «
modulation in patients with multiple sclerosis or
systemic rheumatologic disease: paradoxical
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demyelination may be triggered by TNF-a reduction in
the blood (106). These findings may suggest that
secondary alterations in immune system function may
occur in response to blockade of any single pathway
and that a “cocktail approach™ aimed at halting
multiple pro-inflammatory pathways may be ideal.

10. CONCLUSIONS

TM is a clinical syndrome caused by foecal
inflammation of the spinal cord. Many cases are post-
infectious and are thought to be due to a transient
abnormality in the immune system that results in injury
to a focal arca of the spinal cord. Recent studies have
emphasized the need to classify TM according to
whether there is evidence of systemic disease or multi-
foeal CNS disease. The importance of this may be that
distinet treatment strategies are offered to patients with
distinet forms of TM. Though the causes of TM remain
unknown, recent advances have suggested specific
evtokine derangements that likely contribute to
sustained disability. Patients are often left with
sustained disability due to injury of motor, sensory or
autonomic neurons within the spinal cord. Future
research will attempt to define triggers for the immune
system derangements, effector mechanisms that
propagate the abnormal immune response and cellular
injury pathways initiated by the inflammatory response
within the spinal cord. Ultimately, this may allow us to

identify patients at risk for developing TM,
specifically treat the injurious aspects of the immune
response, andfor offer neuroprotective treatments

which minimize the neural injury that occurs in
response to the inflammation.
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1. ABSTRACT

Neuromyelitis optica (NMO; Devic's syndrome
or Devic's diseaze) iz a clinically defined dizorder
consisting of optic neuritiz (ON) in combination with
myelitie.  Ite nosological relationship to other central
nervous system demyelinating diseasss remains uncertain.
Adwvances in understanding of its natural history and
pathophysiology may eventually allow determination of
whether idiopathic NMO represents a specific dissass.
Thiz article summarizes recent progress in these arsas of
NMO research.

2, INTRODUCTION

The term “neuromyelitis optica™ (NMO; also
known as Devic’s syndrome or Devic’s dizease) describes
the coexistence of optic neuritis and myelitis. Recognized
for over a century (1), the concept of NMO as a distinet
entity has engendersd much unresolved controversy. Often
diagnosed and classified as a severe form of multiple
gclerosia (M3), arbitrary diagnostic criteria that take into
account unique clinical, laboratory, and neuroimaging
characteristics allow identification of an NMO syndrome
that appsars to have a natural history and treatment
response  distinct from “typical” MSE (2,3). Recent
immunological and immunopathological studies derived
from patients with clinical NMO add supportive evidence
to the concept of idiopathic NMO az a distinct disease, or at
least a  distinet entity within @ the nozological
conceptualization of idiopathic dernyelinating dizeases of
the central nervous system.
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3. WHAT IS NEUROMYELITIS OPTICAY?

3.1, Epidemiology and Disease Associations

The clinical combination of optic neuritiz and
myelitiz has been reported in aszociation with many
gyatemnic  autolmmune  dizorders  (zystemic  lupug
srythematosus, Sjogren syndrome, mixed connsctive tizsue
diseaze, among others), infectious dizeases (pulmonary
tuberculosis and a myriad of wiral illnesses), and
immunizations (3-5). The NMO syndroms, thersfors,
includes a wide spectrum of para-infectious disorders and
complications of systemic autolmmunity. In some
instancss, the nsurclogical symptoms evolve as a
complication of a systemically active connective tizzus
disorder. Most commonly, however, NMO 1z the most
prominent or only clinically apparent dissase and the
markers of systemic autolmmunity are found during its
Investigation. It 1z not clear whether the =ame
pathophysiological basis is operative in these overlapping
syndromes.

Neuromyelitis optica is predominantly a dizsorder
of women (80-90% of cazes) and the median age of onset iz
late in the fourth decade, about 10 wyears later than for
typical M3 (6). Most North Amsrican NMO patients are
Caucasian but there iz a distinct overrepresentation of
people with Asian and African ancestry compared with
typical M3, Although familial cases hawve been reported,
NMO iz generally a sporadic diseasze (7-10). It may differ
genetically from typical M3 in that most studies do not find
an association with the HLA-DRB1*1501 allele that is
azzociated with typical MS (11-13).
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Table 1. Various Proposed Diagnostic Critsria for Neuromyslitis Optica

Mandler et al. {16}

+ Clintcal: Acute involwement o fapinal ¢ ord and OM, erther ¢ sincidental or separate d by months or yeara, independent of aubss quent progression, but withowt
other clinic al feature s at any time during dizeass course

+ Imaging: Normal-appeanng brain WME L Enlargement and cavitation on apinal cord MEI

+ C2F Decreass d senan/CEF alburmin ratie, nermal 1aG synthesizrate and uaually sbaence of cligeclenal bands
O*Riordanetal.(17)

+ Bevere {mare of less ¢ omplete ) transverse myelitis

+ An acute unilateral or bilateral optic neuropathy

+ Mo clime al invel verment beyond the spinal cord and aptic nerves

+ Illne sz may be monophasic or multiphasic
Wingerchuk et al. (4}
Ciammosisrequire s all absolute cnteria AND ohe tnajof suppertive eriterion OF two miner supportive criteria
0 Absolute criteria
+ Opiic neuritls
+ Acute noyelitis

+ Mo clinical diseass outsde of the optic nerves and spinal cord
[ Major Supportive Criteria
+ Megative bran MEI at disease onset (normal of net meeting

+ radiological dagnostic criteria for M)
+ Spinal cord MRI with T2 sgnal abnormality extending aver >3 vertebral s grents
+ C3F pleccytods (=50 WEmm3) OF » 5 neutrophulefram3

O Minor Supportive Criteria

+ Bilateral optic neuritis
+ Zevere ON with fixed wisual acwity worse than 200200 in at le ast one eye
+ Zevere, fixed, attack-related weakmess (MEC grade 2 or less) in ene or mare Limba

3.2. Diagnosis and Discrimination from Multiple transverse myelitis” and accompanied by pain and a greater
Sclerosis degree of residual neurological impairment.

Neuromyelitis optica 18 generally classified as
one of the subtypes of idiopathic inflammatory Although very severe attacks suggest NMO, there 18
demyelinating dizeases of the central nervous system substantial overlap in clinical severity betwsen NMO and MS;
(CNZ), of which MS is the prototype. The term NWO is therefore, other factors assums greater diagnostic importance.
applied to patients who have experienced optic neuntis Laboratory features suggestive of NMO include lack of
{unilateral or bilateral) and myelitiz wathout clinical evidence cerebrogpinal  fluid  (CSF)  oligoclonal  banding  and
of demyelination affecting brain white matter. It uzed to be immunoglobulin abnormalities and seropositivity for multiple
considered a monophasic disorder (for a summarized account autolmmune markers such ag antinuclear antibody (ANA),
of the history of NMO, zee Wingerchulk and Weinshenker (3)) extractable nuclear antigen (ENAJ, and thyroid autoantibodies
but iz more often relapsingremitting. This was resognized (6,17). However, magnetic resonance imaging (MRI) studies
garly on in Japan, where cases of relapsing NMO -were of the head and spinal cord appear to have the highest
diagnosed as “opticozpinal” or “Asian™ wvarlantz of WS, discriminative value. In most cases, head MRI 1z normal
distinguishing it clearly from “Western” or typical M2, The {except for possible optic nerve abnormalities) or demonstrates
“opticospinal variant” observed in Asia appearz to have the only a few punctate nonspecific abnormalities that do not
sarme demographic, clinical, neurcimaging, and pathological fulfill radiclogical criteria for M35, Over time, brain MRI may
characteristics as cages of relapsing NMO reported from North reveal an increazing nurber of cerebral white matter lssions
Amenca with the exception that systemic autolmmunity is but only in a small minority of cases will thess mest MRI
recognized much more commonly in the West (14}, The criteria for MS and they are rarely symptomatic.
characteriztics of a “purs” subgroup of opticozpinal WS
{clinical opticospinal dizease, normal head MRI except for Spinal cord WMRI iz probably the most uzeful
optic nerve abnormalities, and more than 5 years of clinical discriminative test, Mozt patients with NMO have a
follow-up) ars virtually identical to cases of relapsing NMO contiguous,  longitudinally  extensive,  gadolinium-
{13} snhancing cord lesion that spans three or more vertehral

ssgments (Figure 1).  Spinal cord plaguss in MS

Clagaification problems persist because many uncommonly exceed two segments in length and lesions
paticnts with NIMO mest MS diagnostic criteria and soms ower more than three scgments are exceedingly rare.
patients with M3 may prezent with ON and myelitia (15).
Gradually revised (but still arbitrary and largely The specificity of these criteria for dizcrimination
unvalidated) diagnostic criteria atternpt to diseriminate of NMO from MS is not known, This iz in part dus to the
NMO from MS by ernphasizing several apparent clinical, lack of a gold standard for NMO diagnosis. Prospective
laboratory, and neuroimaging differsnces (Table 1) studies that evaluate clinical symptoms and signs, CSF and
(6.16,17). Clinically, NMO usually presents with more MRI findings at dizeaze onzet and correlate them with a
dramatic acute exacerbations. Optic neuritis attacks are gold standard for NMO diagnosis are nesded, An objestive
generally severs and exhibit poor recovery; a minority of biological or pathological marker that is associated with
patisnts experience simultansous bilateral ON but the NMO but not with M3 is needed. A potentially important
frequency is significantly higher than in M3, Myelitis advance in NMO research was reported in Apnl, 2003
attacks in NMO are often fulminant, bilateral, “complets {(18,19). Investigators at Mayo Clinic presented data
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This indirect immunoflucresence assay reveals a
distinct staining pattern (termed ‘NMO-IgG”) that
appears to selectively bind a target associated with CINS
capillaries, pia, and subpia (18]}, Within 2 group of 48
patients with definite or probable NMO, 542% swere
seropositive Tor NMO-IgG comparsd with none of 20
patients with typical MS (19). This finding represents the
firet apecific biological marker for NMO and, if validated,
may be a powerful diagnostic tool available at dizeaze
onsget.

4. WHAT IS THE NATURAL HISTORY OF NMO?

Neuromyelitis optica remaing a conatruct, i.e., an
empirically  derived diagnostic entity conceived from
clinical experience that suggests that patients with NMO
behave differently than those with “typical” M3, Patients
fulfill NMO diagnostic criteria if they have presumed
demyelinating izolated optic nerve and zpinal cord lesions,
negative head MRI and CFF oligoclonal banding, and a
longitudinally extensive spinal cord lesion of three or more
vertebral ssgments.  Pabients who fulfill thiz syndroms
definition procesd along either a monophasic or a relapzing
course. A monophasic course, which probably occurs in
lezs than 25% of patients, iz defined by co-occurrence of
either unilateral or bilateral ON and a single epizode of
myelitis and extended follow-up (several years) that reveals
no further exacerbations. Most patients experisnce a
relapsing course, in which the index eventz of ON and
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occurs at the clinical nadir of the first myelitis attack in
T0% of monophasic patients compared with only 31% of
thoze who later develop relapsing disease. Although the
first ON attacks are also typically mors severs in thoze with
a monophasic course, with complste loss of light
perception occurring in more than 50% veraus about 28%
of relapsing patients, this iz not an indepsndent risk factor
for dizeaze course prediction. Thesze prognostic variables
may be uszeful when considenng the uze of preventative
immunosuppressant therapiss early in the dissase course
and in planning epiderniological and therapsutic studiss.

Although the ON and myelitis attacks that define
monophazic NMO may be mors severe, long-term
neurological impairment and dizability is measurably less
in thiz group than for relapsing dizease. Thiz iz because
most patients with monophasic dissass experience some
recovery and then remain neurologically stable because no
further relapses  occur. Although 22% remained
functionally blind {20/200 vizion or worsze) in at least one
affected eve, more than 50% of ON epizodes demonstrated
eventual recovery to 20030 wisual acuity or better.
Permanent neurological impairment in monophasic dizseass
18 more often related to myelitis; most patients experience
at least a moderate degree of both limb weakness and
bowel and/or bladder dysfunction. Permanent monoplegia
or paraplegia ocours in 31%. Five-year survival of this
group is approximatsly 90% and cause of death iz uszually
unrelated to NIMO or a medical complication of immobility

(6,20},
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Relapsing NMO follows an unpredictable courze
congizting of clusters of attacks months or years apart. When
congidering only exacerbation frequency, this diseaze courze
regerribles itz relapsing-remitting “typical M3 counterpart.
When attack severity and cumulative disability are considered,
however, the natural history of relapsing NMO is markedly
different from that of a typical MS cohort (6). A mere five
vears Trom disease onset, mors than 50% of peopls with
relapsing NMO have at least one eys with less than 20/200
acuity or are nonambulatory due to attack-related paraplegia or
quadriplegia. Thisizin contradistinction to M3, in which most
patients recover from early attacks completely or nearly =0 and
suffer mild dizability until the secondary progressive phaze of
the diseaze takes hold about 10-15 years later. Progressive
dizease iz not a feature of NIMO. While the prognosis for most
monophasic patlents iz to maintain  sfoms degree of
indspendence (despite moderats visual and motor deficits),
those with relapsing diseass face sarly, stepwise acoumulation
of greater disability.

Az in typical MS, relapze frequency iz extremely
variable in NMO. Several attacks may strike over a few
monthg or remissions lasting a more than a decade may
oceur. In one seriez followed over a median of 16.9 years,
the median number of relapses was five (range 1 1o 18) (&)
Ag in monophasic NMO, a progressive phase of
neurological deterioration iz uncommon, although there are
many patients who ssem to have rapid, sometimes
stepwiss, detsrioration when they smbark on a taper
following a period of continuous corticosternid therapy.

The long-term survival rate for relapsing NMO 1z
probably the lowest of all relapsing-remiting CN3
demyelinating syndromes, Severe, azcending cervical myelitia
canging respiratory failure affected as many az one-third
patients in one series (though the trus incidence iz probably
lower given improvements in diagnostic accuracy and
widening of the NMO spectrum). In one longitudinal series,
frve-year survival was 68% with all deaths secondary to
myelitis-related  respiratory  failure (6). Improvements in
medical and supportive cars have likely reduced these
sstimates but the point i that the diseass has the potential for
both serious morbidity and mortality. Predictors of mortality
in relapsing NMO include a history of systemic autoimmune
dizease (relative rigk = 4.15), greater exacerbation frequency
during the first two vears of diseaze (relative rigk = 1.21 per
attack) and bettsr motor resovery following the first myelitis
attack (20).

In summary, the natural history of diseasze for
patients who fulfill NMO diagnostic criteria iz markedly
different than that of typical MS. Progress has been mads
in predicting the course and it geverity, and thig may be
useful ultimately in study design and clinical practice.

5. WHAT IS THE PATHOLOGICAL BASIS
NMO?

OF

The canze of NMO ig not known, Its clinical and
basic pathological features have led many to concluds that
it representz a severe, topographically restricted MS
variant. The fact that multiple infectious and systemic
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autolmmune dizeases have been azzociated with NMO
suggests that a single pathological basiz for the clinical
syndrome 1z unlikely. The situation 1z complicated by
cazez of the NMO phenotype occurring ag an apparent
complication of claggie autolmmune dizeases such as
gystemic lupuz srythematosus and Sjogren syndrome
(21,22).  In addition, ssrum autcantibodies {antinuclear
antibody, sxztractable nuclear antigen, stc.) associated with
thoze systemic diseases are often found in patients with
NMO who do not have clinically evident systemic dizease
(6,17}, These azzociations suggsst that at least some cazes
may be cauged by B-cell mediated processes,

%.1. General Pathology

Pathological studies of NMO optic nerve
gpecimens are limited and generally visld nonspecific
dermyelination that is more extenaive than sesn in most MS
cazes of similar duration (23,24). Brain parenchyma is
usually normal but may reveal scattersd areas of minor
perivazcular infiltrates and patchy demyelination or glioais.

Study of NMO apinal cord lesions at various stages
of maturity haz been more informative. Acute lezsions often
expand the cord and are azzociated with softening, cavitation,
and neecrosiz (24-27). The inflarmatory infiltrate iz vigorous
and includes a high proportion of polymorphonuclear cells,
Depending on the severity of the myslitis attack, pathological
findings rangs from modest perivascular inflammatory
demyelination to complets hesmorrhagic, necrotic destruction
of both gray and white matter. In many cases, largs numbers
of eozinophils are often found in the inflammatory infiltrate
(27). The intenze eoginophilic and neutrophilic inflammatory
responge 1z quite distinct from findings in typical MS. Therole
of the distinet eoginophilic responze n NMO iz unknown; it
may be a primary regponss or reflect secondary activation by
the C3a component of complement (27).

A potenhally diseriminative gross pathological
abnormality in NMO iz the presence of hyalinized medinm
sized spinal cord arteries (16,17,27-29), This vascular feature is
usually found in conjunstion with parsnchymal necrosis and a
macrophags-predominant inflammatory infiltrats and 1z not
obgerved in M3, It iz not kmown whether thess vascular

abnomalities are a clue to the primary immunopathogenesis of
NMO lesions or are 2 nongpecific secondary phenomenon.

5.2, Immunopathology

Immunopathological advances have strengthened
the caze for humoral immunity underlying the pathogeneais
of NMO., TUzing spinal cord biopsy and autopsy tizsue
samples, Lucchinetti er of dizcovered prominent IgG and
29 neoantigen (a marker of complement activation)
deposits within regions of active myelin destruction and
around vessel walls where thers was vascular proliferation
and fibrosis (27). This finding providss an early indication
that the hyalinized vazculature zeen on gross examination
may be relevant to NMO pathophysiology.

The autoantigen(s) responsible for NMO
pathogenesiz ars not known. The recent discovery of the
NMO-IgG  serum  autoantibody marker (described in
Section 32) 1z an important first gtep in  antigen
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identification (1%,19). This highly spesific staining pattern
1z assoclated with capillaries in cerebellar cortex and
rmidbrain but the spectrum of CNS regions involved and the
precize antigen associated with thiz marker are not yet
known,

Animal models of M3, such az experimental
allergic  encephalomyelitiz  (EAE), assist in  the
undsrstanding  of CNS  inflammatory  demyelination
mechanizms, The clinical and pathological phenotype of
varies depending upon the genetic strain of the animal and
the type, timing, and routs of antigen exposzure. Induction
of BAE using the antigen myelin oligodendrocyte
glycoprotein (MOG) can result in inflammatory lssions
restricted to the optic nerve and spinal cord {30). MOG-
induced EAE can actually produce several other patterns of
CNS patholegy ressmbling clinically recognizable N2
phenotypes such prototypic WS, optic neuritiz, and the
acute Marburg variant of M3 (31). Therefore, other genetic
or environmental fastors may be more important in
determining the pathological and clinical sxpression of
such  1diopathic  inflammatory CNS  demyelinating
dizorders.

It is not known why the optic nerves and spinal
cord are preferentially affected in NMO. Ower years of
follow-up, brain MRI can detect dissemination of cerebral
white matter lesions, but these are generally asymptomatic,
punctats, and subcortical in location. Lucchinetti ef o
postulated that antibody-mediated injury might be mores
likely in sitez of a less effective blood-brain barrier (27);
this is indirectly supported by wvarious EAE models that
have a predominances of optic nerve and spinal cord lesions.

6. THERAPY

6.1. Acute Exacerbations and Supportive Care

Acute therapy iz often the foremost conzideration
at dizsase presentation, sspesially when patients experience
rapidly progressive, ascending paraplegia, quadriplegia, or
regpiratory failure. There are no reports of structured
therapeutic trials  of first-ling treatment for NMO
sxacerbations. Parenteral corticosteroids are smpirically
uged and appear effsctive. Many clinicians uze intravenous
methylprednizolons 1000 mg daily for five conszecutive
days. I usually begin oral prednizone aftsrward if the
patient iz not already taking it az part of an
immunozuppressive regimen for NMO attack prevention,

Corticogteroid-refractory  attacks are not an
uncommon occurtsnce in NMO, Although various second-
line therapisz such a@ intravenous immune globulin have
been employed, the only existing controlled evidence
supports the uze of plasmapheresiz. A randomized, double-
blind, crossover trial that included many NMO patients
demonstrated  that compared with sham exchanges,
plasmapheresiz {seven exzchanges, each of =55 mlkg,
administered svery other day) resultsd in  clinically
meaningful improvement in 42% of patients with various
forme of severe, idiopathic inflammatory demyelinating
digsaze {32). A retrospective review found that siz of ten
NMO patients with severs, corticosteroid-refractory NMO
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attacks  demonatrated modsrate or marksd clinical
improvement shortly after plasmapheresiz was initiated
{33). Predictors of responze included early treatment
initiation, male sex, and prezerved muscle stretch reflexes.
Therefore, if patients with severe attacks worsen during
corticosteroid therapy or do not demonstrate improvement
very shortly after tfreatment completion, immediate
implementation of plasmaphersais iz recommended.

Patients with severe myelitiz attacks requiring
hogzpitalization become expozed to the medical rigks
immobility poses. Prevention of these complications is
important and the clinician must be aware of the possibility
that an ascending cervical myslitis may cause nesurogenic
regpiratory failure. Patients at risk for thiz complication
require close Intensive care unit observation, ongoing
monitoring of respiratory and bulbar status, and ventilatory
assistance when necessary. Measurss to prevent
thromboembolic events, decubituz ulceration, aspiration
preumonia, and urinary tract infections are algo required.

6.2, Preventative Immunotherapy

Therapy aimed at attack prevention iz required
for patientz with relapsing NMO but not for those with
monophasic discass. Perhaps the strongsst argument for
distinguizhing betwesn NMO and MS iz that they each
appear to require quite different chronic immune-baszed
therapies. The treatments of cholce for reduction of MS
attack frequency are interferon-beta and glatiramer acetats
{34). Although there are zome exceptions, such az a report
that interferon beta-1b  seemed to benefit Japanese
opticospinal MS (35) and a case report of clinical stability
associated with glatiramer acstate treatment (35), anscdotal
evidence from experienced clinicians suggests that these
agentz fail to significantly alter attack rate for most
relapsing NIMO patients.

There are no preventative therapies with proven
efficacy for relapse suppression in NMO. In the only
published prospective treatment study, seven newly
diagnozed NMO patients remained stable for at least 18
months after initiation of a combination of azathioprine (2
mg'kg/d) and oral prednizone (1 mgkg/d) (37). After two
monthg, the prednizone doze was gradually reduced {(by 10
mg every three weeks to 20 mg/d, then an even slower
reduction to a maintenance doze of 10 mg/d). Most
patients received maintenance dozez of 75-100 mg
azathioprine and 10 mg prednizone daily, During the 18-
month follow-up period, no attacks were recorded and
neurological impairment scorss improved marginally, I
usually employ a similar approach for patients with
recently active dizease, alming for an initial target dose of
25 to 3 mgkg/d of azathioprine and 40-60 mg/d of
prednizone. If clinical stability is achieved and lasts for
more than & weeks, I slowly taper the prednizsons dose on
alternate days {e.g., 5 mg every 2 weeks) in an attempt to
reduce corticosterold adverse effects.  Once thers is
hematological evidence that azathioprine iz active (mild
decreaze in leukocyte count and increaze in mean
corpugcular volume), the doze prednizone iz reduced even
more slowly (6.2, 5 mg every 4 weeks)., Soms patients are
able to sustain remissions on azathioprine monotherapy but
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others will develop steroid dependence, either becaunse of
perceived neurological worsening or documented new
exacerbations when attempts to reduce the prednizone dose
are made.

Variouz other immunosuppressive drugs have
been uged butin limited numbers and outzide the realm of 2
structured study. Mycophenolate mofetil may be uzed in
place of azathioprine though itz onzet of action may be no
more rapid. For patients who “fail” the azathioprine and
prednizone combination, I consider a trial of mitoxantrone,
which iz approved for uze in rapidly worsening secondary
progressive or relapsing-remitting I3, There ars no data
concerning the use of mitoxantrone in NMO. In some
Ingtances, such as when a cluster of attacks has recently
occurred, I consider the use of mitoxantrone as first —lins
therapy to try to achieve a rapid remission. Other therapies
aimed at B-cell modulation should be studied in the future
based on the recent immunopathological dissoveries in
NMO. There may be a role for different drugs of this type
to induse remission and to sustain it.

The importance of sarly diagnosis and treatment
of relapsing NMO cannot be overstated. The dismal
natural history of the disorder, which causes almost
exclusively attack-related disability, mandates early and
carefully monitored treatment aimed at relapse prevention.
Controlled trials, planned and managed by multicenter
collaborative efforts, are needed to determine optimal long-
term therapy for NMO,

7. CONCLUSION

Significant advances in the last five years have
allowed ug to better understand the noszology, natural
hiztory, and treatment of NMO.,  We have taken major
gteps toward unraveling the immunchistochemistry and
immunopathology of NMO and zolidifying ite place az a
digtinet clinie entity.  Relapsing NMO needs to be
recognized early in itz course to allow early initiation of
therapy and to prevent attack-related disability. The recent
dizcovery of a serum autoantibody marker, iff validated,
may aszist in achieving thiz goal and reprezents a milestone
in the evolution of our knowledge about thiz uncommon
but devastating dizorder.
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Spasticity in Transverse Myelitis

Leslie Morrison, MD
Pediatric Neurologist
University of New Mexico

Transverse myelitis (TM) changes the
lives of children and adults in many
ways. Major motor problems include
weakness, increased muscle tone or
spasticity, decreased mobility in joints,
and fatigue. Muscle spasms and con-
tractures can be painful.

Spasticity is defined as a heightened
response to stretch that is velocity de-
pendent. This means that muscle tone
increases with movements and usually
decreases during sleep. The doctor or
therapist evaluates for spasticity
through observing the muscle tone
during passive movement according to
a number of different grading scales.
Spasticity is caused by an injury along
the spinal cord tract that starts in the
brain’s motor cortex called the upper
motor neuron. The cell body sits in the
outer surface of the brain in the area
responsible for voluntary movement.
The tract comes down through the
brain and crosses to the opposite side
of the spinal cord then makes a con-
nection to the lower motor neuron.
This nerve cell is in the spinal cord
and sends a long process out all the
way to the muscles of the arms, trunk,
and legs. When there has been an in-
jury to the upper motor neuron or its
long tract, it results in the inability of
the nervous system to produce move-
ment in a relaxed or normal state.
When the person tries to move or is
passively moved, the tone increases in
a specific pattern that limits voluntary
movement.

There are other associated signs of up-
per motor neuron damage. One prob-
lem is called clonus, in which alternat-
ing contractions of opposing muscle
groups appear to cause a reverberating
circuit and rhythmic contraction of a
joint. This occurs most commonly at

the ankle when the calf muscles are
stretched quickly. The neurologist
checks for this by tapping the Achil-
les tendon with a reflex hammer and
watching the response. Clonus can be
sustained, and can be uncomfortable
and embarrassing. Another associ-
ated problem is called the Babinski
response. This is checked for by
scratching the bottom of the foot
with a sharp object, such as a key
and watching the response of the
toes. The great toe (big toe) moves
up toward the face, if the reflex is ab-
normal and the other toes may fan
out. This can make wearing shoes
less comfortable and cause break-
down of the skin, if the reflex is set
off while standing or walking.
Spasticity scores can be generated to
determine whether a patient is re-
sponding to a treatment. One of the
most common is called the Ashworth
score. It ranges from a score of 0
which is no spasticity up to 4 which
is limb rigidity in flexion or exten-
sion. This scoring system has been
modified, and there are other scales
which can detect smaller changes.
Spasticity may be helpful to some
people for standing and weight bear-
ing. If the spasticity is reduced too
much, the patient may not be strong
enough to stand for transfers or walk-
ing. If spasticity is too high, the pa-
tient may not be able to move the
arms or legs for function. In the legs,
it can make it difficult to move one
leg at a time as in walking, and can
cause a scissor-like problem where
one leg moves forward too close to
the midline and is obstructed by the
opposite weight bearing leg.

In addition, spasticity that is present
most of the time usually leads to
limitation of joint movement or con-
tractures. These contractures can be-
come permanent, making daily ac-
tivities more difficult and less com-
fortable. An example is that common
flexion contractures that limit com-
plete straightening of the hips and
knees make lying flat in bed impossi-

ble. Turns during the night can be only
backlying or sidelying, increasing the
risk of skin breakdown (decubitus ul-
cers). When attempting to stand and
walk, hip and knee flexion contrac-
tures cause one to expend more energy
in weight bearing because it requires
constant muscle activity, rather than
allowing resting on ligaments. This
contributes to muscle fatigue. Another
common problem is contracture of the
Achilles’ tendon causing one to bear
weight only on the toes and ball of the
foot. This reduces the surface area of
weight bearing and decreases stability
of the base of support, and again con-
tributes to falls and fatigue. Contrac-
tures in the adductor muscles (the
muscles that bring the knees closer to-
gether) can make dressing and per-
sonal hygiene more difficult, resulting
in loss of independence. Contractures
make orthotics (braces) more difficult
to use, resulting in a vicious cycle with
progressive loss of range of motion.

Some things can increase spasticity.
These include, but are not limited to,
bladder infection or distention, bowel
distention, ingrown toenails or other
painful skin irritants, and deep venous
thromboses (blood clots). Excitement
and stress can also increase spasticity.

Treatment of spasticity is multifaceted.
Range of motion can be maintained
through physical therapy or a home
stretching program. Strengthening the
muscles opposite the spastic muscle
groups helps balance the tone and joint
positions. The use of orthotics to main-
tain the desired joint positions is very
important, as no one can perform
stretching and strengthening exercises
throughout the day and night, espe-
cially when fatigued. Finally, having
specific functional goals, such as
maintaining ambulation (walking),
wheelchair or driving positioning,
transfers, and ability to turn at night
prevent some of the dependence
caused by TM.

Specialists that can help patients man-
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age their spasticity include physical
and occupational therapists, orthotists
(bracemakers), neurologists and phys-
iatrists, and the wheelchair vendors.

Finally, when these measures are not
enough, medications can be used. The
most commonly used medication is
baclofen. This medication is available
as a tablet or liquid. It is thought that it
reduces the release of excitatory neu-
rotransmitters (chemical messengers).
Doses are gradually increased to moni-
tor for side effects, such as somno-
lence (sleepiness), nausea, paresthesias
(abnormal sensations), and even sei-
zures when suddenly withdrawn.
Rarely, the liver can be harmed by this
medication.

Another medication with similar ef-
fects is diazepam. It is available as
oral tablets, liquid, or rectal gel forms.
This class of medicines reduces anxi-
ety, but can also cause sedation. De-
pendence can develop with this medi-
cation, requiring higher doses over
time.

Dantrolene works directly on muscles
by preventing the release of calcium
ions, in turn reducing muscle contrac-
tion. It is available as 25 mg tablets,
but also as a powder for solution.
Some people take very large doses, but
there is potential for liver toxicity and
requires monitoring blood work.

Tizanidine works by a different
mechanism, increasing the inhibitory
pathways in the spinal cord. It is avail-
able as 4 mg tablets taken every 6-8
hours. It affects the autonomic
(automatic) nervous system functions
and can reduce blood pressure, cause
dry mouth, somnolence, weakness, and
can even increase muscle spasms and
tone so must be monitored. There are
reports of abnormal liver functions, so
blood work may be suggested by your
doctor.

Other medicines are thought to reduce
spasticity, though their main purpose

is for other diseases. Examples in-
clude gabapentin, amantadine, and
4-aminopyridine.

Botulinum toxin is an extremely po-
tent neuromuscular blocker. In its
natural form, it is highly toxic. It has
been developed as an agent to de-
crease muscle contraction in dystonia
and spasticity by direct injection into
the affected muscle groups. The
maximum effects are apparent within
a few days after the injection. These
effects typically wear off after a few
months. Children and some adults re-
quire sedation for this procedure, and
it is most accurate if performed in
conjunction with an electromyogram
to be sure the injection is into muscle
rather than other tissues. While very
costly, combining this therapy with
rehabilitation maximizes the benefi-
cial effects. Serial casting is used af-
ter injection to gradually regain lost
range of motion, and ongoing ther-
apy and stretching are important to
prevent the loss of motion.

Other treatments of interest include
electrical stimulation of peripheral
nerves and muscles through the skin,
or even through epidural electrodes
(around the spinal cord). These are
less well accepted. Some therapists
use vibration, cold applications, topi-
cal anesthetics to reduce tone and
some believe that acupuncture is
helpful. These are much less studied
and difficult to incorporate into a
daily routine.

One surgical option is the placement
of a baclofen pump under the skin of
the abdomen. This is connected to a
catheter. The system delivers the
medication to the space around the
spinal cord, and avoids the central
nervous system side effects of the
oral form. It requires regular replace-
ment of the medication through a
needle. There are rare complications
including infection and scar forma-
tion. The placement requires anesthe-
sia and the surgery and device are

expensive. A test dose is given by in-
jection of baclofen through a spinal
needle, with doctor and therapist ob-
serving for improvement in muscle
tone. Complications of the operation
include spinal fluid collections, consti-
pation, headache and spinal fluid leak.
There can be kinking of the catheter,
and the pump may malfunction if cold.

Another surgical option is called selec-
tive posterior rhizotomy. In this opera-
tion, the nerve roots bringing sensory
information into the spinal cord are ex-
posed and selectively and permanently
cut. This reduces the muscle tone in
the muscle supplied at that spinal cord
root level. It requires anesthesia, and
can result in bladder dysfunction and
sensory problems.

Patients with spasticity frequently de-
velop osteoporosis, and need to be sure
to take in an adequate amount of cal-
cium and vitamin D. Weight bearing is
thought to improve bone health, even
when support is needed for standing.
Physical therapists can do periodic as-
sessment to try to prevent long term
problems, such as excessive wear and
tear on shoulders from wheeling.

Although spasticity is a big problem in
TM, there are a lot of avenues to re-
duce spasticity and complications. Not
all treatments work in every individ-
ual, requiring trials and reassessment.
Despite their availability, it is up to the
individual person to be sure they are
receiving these treatments that often
increase function and independence.
Be your own advocate!
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The Right Stuff: Braces,
Wheelchairs, and Environmental
Modifications

Frank S. Pidcock, M.D.
Associate Director of Pediatric
Rehabilitation

Kennedy Krieger Institute

707 North Broadway
Baltimore, Maryland 21205

Introduction

Concentric environments interfacing
with the world are a good way to think
about the challenges facing someone
with transverse myelitis. There is the
immediate environment that includes
the things that come in contact with
the individual (e.g., wheelchair, assis-
tive devices for performing daily liv-
ing tasks, car). The intermediate envi-
ronment is the personal living space
and would include one’s home. The
community environment includes
adapted public spaces like school and
recreational areas. Lastly, the natural
environment is the essentially un-
changed spaces that provide a chal-
lenge, but are certainly not “off lim-
its” (e.g., mountain climbing).

This article will review three areas that
are essential components of the imme-
diate and intermediate environments.
They are lower extremity braces,
wheelchairs, and living space modifi-
cations.

Ambulation

A major question and challenge for
someone with acute transverse mye-
litis is whether he or she will be able to
walk. If so, the questions of how far,
how tiring will it be, and what kind of
assistance will be needed are impor-
tant.

Ambulation potential depends primar-
ily on the level of spinal cord injury,
but other factors may also play a part.
These include energy expenditure re-
lated to level of injury, fitness, weight,

spasticity, muscle contractures, and
pain.

Categories of ambulation are defined
as: 1. Community in which ambula-
tion is used as the primary mode of
mobility; 2. Household which in-
cludes walking within the home with
relative independence and using a
wheelchair as the primary mobility in
the community; 3. Exercise which
requires considerable assistance or
energy expenditure (it is too great for
ambulation to be functional); and 4.
Nonambulatory which uses a
wheelchair entirely.

The neurologic level of injury can be
used to predict ambulation category.
The level of T11 or below is associ-
ated with increased potential for
walking. Individuals with complete
involvement of the arms and legs do
not become community ambulators.
Regardless of the level of spinal cord
injury, it is important to try for the
highest level of weight bearing am-
bulation possible, because mobility
provides the ability to overcome
functional barriers. It increases self
esteem and provides cardiopulmon-
ary exercise. Requirements for am-
bulation training include the ability
to strengthen muscles in the arms and
legs, to control the pelvis and trunk,
and to stabilize joints for balance.

What are orthotics?

Orthoses or braces are important
pieces of equipment that enable mo-
bility. They come in various sizes
and shapes, but all share a similar
purpose. This is to provide stability
around a joint that is lacking due to
muscle weakness or imbalance. The
type of bracing needed will be differ-
ent based on the level of spinal cord

injury.

For example, someone with a T5
level injury can use a wheelchair and
orthotic braces that include the hips,
knees, ankles, and feet (HKAFO) for

primary mobility. A walker or forearm
crutches can be used with a “swing to”
or “swing through” gait for shorter dis-
tance mobility. Braces that only in-
clude the knee, ankle, and foot
(KAFO) are not recommended. An an-
kle foot orthosis (AFO) can be used
for positioning, but not for aiding in
ambulation. It does not provide
enough support. A back brace or thora-
columbosacral orthosis (TLSO) is rec-
ommended for trunk support and pos-
tural alignment.'

If the level is L5, which means there is
control of the trunk and some control
of the legs, the bracing options may be
different. AFOs are used as the pri-
mary assist for mobility. A HKAFO is
generally not needed, but on occasion
may be required, if the muscles that
extend the hips or separate the legs are
weak. A KAFO may be necessary to
control the position of the knee de-
pending on the underlying strength and
coordination. Excessive spinal curva-
ture may occur so this should be
checked periodically by the medical
team. Walkers or crutches may not be
needed. A TLSO is not required for
ambulation.'

Reasons for using braces are to help
with standing, exercising, and walking.
These activities are important to keep
bones and muscles in the leg strong, as
well as to relieve pressure on the sit-
ting surfaces of the skin and stretch out
tight muscle. Physicians and therapists
evaluate a person’s abilities and will
help to determine the optimal bracing
system based on level of spinal cord
injury, strength, endurance, and life
style.

An excellent web site for understand-
ing the different kinds of braces and
their uses is http://spinaltimes.org. It
contains a lot of useful information.

Wheelchair Basics

The three basic things to consider
when ordering a wheelchair are safety,
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comfort, and mobility needs. A
“wheeled” mobility system needs to
accommodate orthopedic deformities,
prevent skin ulcers, promote independ-
ence, and provide enough trunk stabil-
ity to allow the arms and hands to
function.

Components of a wheelchair include
the frame, seat back and depth, brakes,
arm and leg rests, type of cushion, lap
belts, wheels, and inserts to provide
stability. Each of these parts can be
custom made and adjusted for each
person.

Frames can be fixed or collapsible
with the fixed ones being more sturdy,
but not as convenient for transporta-
tion. The axle position can affect the
stability of the wheelchair. Moving the
axle forward and closer to the small
wheels in front (casters) increases ma-
neuverability, but decreases the stabil-
ity of the wheelchair. The reverse is
true, if the axle is moved backwards
toward the large wheels. For some
children, an expandable frame to ac-
commodate for growth is appropriate.

A tilt in space frame maintains a 90
degree angle at the seat even when the
chair is tilted backwards. This is to de-
crease the pressure on the sitting sur-
face and is used for individuals who
cannot shift their body weight inde-
pendently. If the hips do not bend to
90 degrees, then the back has to be
“opened” to a greater than 90 degree
angle to accommodate this position.
The best angle is one in which the pel-
vis is in a neutral or slightly forward
tilt to achieve proper alignment of
back muscles. An angle that is too
much greater than 90 degrees may re-
sult in the need to use back extensor
muscles to remain upright.

A guide for the right seat width is to
measure across the widest point of the
hips including braces and then adding
two inches, one for each side. If the
seat is too wide, spine curvature may
occur from leaning to one side or the

other. It also predisposes to unequal
weight distribution from leaning to
one side. A chair with a seat that is
too wide is also harder to self propel,
because it is harder to reach the hand
rims.

The depth of the seat can be esti-
mated by measuring from the rear of
the buttock to behind the knees then
subtract about two inches. This is a
guideline and will vary depending on
the size of the individual. If the seat
is too short, then there may be exces-
sive pressure on the sitting surfaces
and the center of gravity will not be
appropriately distributed causing the
chair to be easier to tip over. An ex-
cessively long seat may put pressure
on the back of the knees and de-
crease circulation to the legs.

Seat height should be measured from
the bottom of the heel to the begin-
ning of the thigh at the knee then add
about two inches to compensate for
clearance of the leg rests. The height
of the seat will affect the ability for
the wheelchair to fit under tables and
desks, so this should be checked.

Cushions provide pressure relief over
a stable seating base. They can be
solid seats made from wood covered
in vinyl, foam seats, air filled, or gel
filled. Air filled ones have less bal-
ance and stability and are subject to
leaks. Their main benefit is for pres-
sure relief. The gel ones adjust to the
movements of an individual, but they
retain heat. Foam ones are cheap and
light weight, but have a shorter life
span and are harder to keep clean.

Brakes are usually of a push-pull va-
riety to lock. Extension bars can be
provided, if it is difficult to bend
over to reach the lever. On sports
type wheelchairs, the brakes are
placed low so that they don’t inter-
fere with propulsion.

Arm rests can be fixed or removable.
The type will depend on the ability to

transfer in and out of the chair. Foot
rests can also be either fixed or detach-
able. The detachable variety can either
swing away or be removed by lifting
them off. Another type of foot rest is
an elevating foot rest which may be
used, if leg swelling is a problem.
Footplates come in several sizes. Heel
loops can be added to better keep the
foot on the plate.

There are a variety of trunk supports or
“guides,” lap belts, and trunk straps to
choose from. Avoid “Y” straps or “H”
straps connected to the lap belt. These
configurations may cause choking.

The best approach to selecting a
wheelchair is to form a partnership
with your local seating clinic. This is
definitely not a “one size” or “one
age” fits all situation. Every family
will have different needs. Hobbies, fit-
ness, level of spinal cord involvement,
and other health conditions will affect
the choice of a chair and its compo-
nents. Be aware that insurance policies
have very specific rules guiding the
purchase of durable medical equip-
ment like wheelchairs.

Home Modifications

The following are some basic rules
about home modifications for wheel-
chair accessibility. The official Ameri-
can standards are published by Ameri-
can National Standards Institute, 1430
Broadway, New York, NY 10018,
(212) 642-4900. There are excellent
resources now available on the inter-
net. Although many are sites for com-
panies that actually do the reconstruc-
tion, they usually have good informa-
tion in them. Typing “wheelchair
home access” into a search engine is a
good way to find these sites. One good
example is www.adaptiveaccess.com .

Stairs for ambulatory individuals
should have a uniform height of 4 to 7
inches with a depth of 11 inches; hand-
rails on both sides are recommended.
Ramp slope must not exceed 1 foot in
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length for every one inch increase in
height. Width of outdoor ramps should
be between 36 to 48 inches. Outside
entrances should include a landing
with at least a level area of 5 feet by 5
feet. Doorway width of at least 32
inches is mandated, but a width of at
least 36 inches is preferred. Doorknobs
should be at a height of 36 inches from
the floor. A minimum length of 4 5
feet for clear approach to door is rec-
ommended; 10 inch kick plates should
be attached to both sides of doors to
decrease wheelchair inflicted damage.
Hall width should be at least 3 feet
with adequate turning space at the be-
ginning and end of the hallway. At
least 5 feet is needed for turning or
maneuvering a wheelchair. Wood or
tile floors are better for wheelchairs
than carpets or rugs. Maximum win-
dow sill heights should be 2 feet 9
inches. Bedrooms should accommo-
date a full size double bed. A clear
area of 4 feet on one side is needed for
the wheel chair and 3 feet on the other
side for making the bed.

Some interior designers have special-
ized in making home access easier.
Cynthia Leibrock has written some
very detailed books covering this area.
She is the founder of “Easy Access to
Health” which is a consulting group
specializing in barrier free designs.”

Good Things to Know

The following list of questions came
from www.spinaltimes.org. | think
they are very useful when dealing with
vendors and issues affecting equip-
ment.

e  Who is your vendor?

e  Where are they located?

e How can you reach them in an
emergency?

¢ Do they have an emergency num-
ber?

e Who is paying for your equip-
ment?

e Are you responsible for part of this
payment?

e  Who will pay for repairs?

e How do you get repairs done?

e Can you get an update of the pur-
chased item in the future? If so,
how?

e Has the vendor made clear to
you what they are required to
provide in the way of repairs?
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The use of erythropoietin in the
treatment of acute transverse
myelitis
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Transverse Myelitis (TM) is a focal
inflammatory disorder of the spinal
cord, with potentially devastating
consequences. Two-thirds of patients
are left permanently disabled after
TM, being confined to the wheel
chair or bed due to limb weakness.
Although inflammatory demyelina-
tion is the predominant pathological
finding in TM, secondary axonal in-
jury and neuronal loss is likely to be
more relevant to the development of
permanent disability, similar to what
has been reported for multiple sclero-
sis. This study aims to investigate the
efficacy of a promising neuroprotec-
tive agent, erythropoietin, in the
treatment of patients with TM.

Erythropoietin has been shown in nu-

merous animal studies to protect neu-
rons in the central nervous system
from injury by a variety of insults, in-
cluding hypoxia, free radicals and glu-
tamate excitotoxicity, through activa-
tion of NF-kB — mediated survival
pathways. Of pertinence to this pro-
posal, erythropoietin counteracts sec-
ondary injury and markedly enhances
neurological recovery from experi-
mental spinal cord trauma, and pre-
vents motor neuron apoptosis and neu-
rological disability in experimental
spinal cord ischemic injury.

We propose a prospective, random-
ized, double-blinded, placebo-
controlled six month follow-up pilot
study in 30 subjects between the ages
of 18 and 70 with newly-diagnosed
TM. Patients who consent to enter the
study will be randomized to be given
either a subcutaneous dose of 40,000
U of PROCRIT (recombinant human
erythropoietin) or placebo. They will
receive this therapy within 2 weeks of
neurological symptom onset. This will
be followed by another dose of 40,000
U of PROCRIT or placebo two weeks
later. All patients will receive a 5 day
course of high dose steroids (1g IV
solumedrol qd) which is presently the
standard of care, followed by a steroid
taper.

The primary aim of this study is to ob-
tain preliminary data on the safety and
tolerability of PROCRIT in patients
with TM. Secondary outcome meas-
ures are changes in neurological func-
tion as measured by the Expanded Dis-
ability Status Scale (EDSS) and MSFC
between months 1 and 6; and assess-
ment of spinal cord axonal loss as
measured by Magnetic Resonance Im-
aging (conventional, DTT and MTw).
As recombinant human erythropoietin
(thEPO) has been used for decades to
treat the anemia of patients with
chronic renal disease and hematologi-
cal malignancy, and is known to be
safe with few side effects, it is ex-
pected that thEPO will also be safe in
our patient population. Data generated
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from this pilot study will be used to
determine if a larger, phase III clinical
trial is warranted.

Advocating for Appropriate
Educational Services for
Students in the United States

Donna M. Owens

Donna M. Owens trained as a special
educator and has over 30 years of ex-
perience in the field. She has worked
as a teacher, administrator, and con-
sultant in education and for mental
health, mental retardation and develop-
mental disability agencies. For 15
years she served as an advocate for
parents of children with disabilities.
She has written articles, training
manuals and books for parents to assist
them in education advocacy.

There are two laws that address the
education of students with special
needs. Knowledge of both laws, in-
cluding their intent and their require-
ments, will be a help to parents of stu-
dents with Transverse Myelitis in ad-
vocating for appropriate educational
services for their children. Both laws
provide protection for individuals with
disabilities, but they differ in basic in-
tent.

1. Section 504 of the Rehabilitation
Act of 1973 was passed to prevent dis-
crimination on the basis of disability;
it is civil rights legislation. The non-
discrimination requirements of the law
apply to employers and organizations
that receive financial assistance from
any federal department or agency, in-
cluding schools. Section 504 forbids
the exclusion or denial of services to
any individual based on disability. It
assures the rights of individuals with
disabilities to participate in, and have
access to, program benefits and ser-
vices, including educational services.

Section 504 ensures access to indi-

viduals with disabilities through the
provision of modifications and ac-
commodations. For years Section
504 was thought of as addressing
mainly physical access concerns,
such as ramps to and inside school
buildings, accessible bathrooms, and
elevators inside buildings. Access
can also refer to the ability of a stu-
dent to benefit from an educational
program and Section 504 is used to
ensure that educational modifications
and accommodations are provided
for disabled students to allow them to
benefit from general education in-
struction. You can learn more about
Section 504 at this website: http://
www.hhs.gov/ocr/504.html

2. Individual with Disabilities Edu-
cation Act (IDEA) was passed in
1975 to ensure that all individuals
with disabilities have access to a free
and appropriate public education.
Research at the time showed that
over 50% of students with disabili-
ties were NOT being educated in
public schools. The intent of the leg-
islation was to bring those students
into the public educational system by
providing funding to states and es-
tablishing specific guidelines for the
provision of special education ser-
vices.

These two laws differ in intent, as
described above. They also differ in
the areas of funding, eligibility, pro-
cedural safeguards, and enforcement
provisions. Section 504 has no spe-
cific educational protections for stu-
dents with disabilities unless the ar-
gument can be made that a child is
being denied access to an appropriate
education that that child’s non-
disabled peers receive. IDEA, how-
ever, is very prescriptive regarding
educational rights of students with
disabilities by: listing types of dis-
abilities to be served, enumerating
requirements for evaluation proce-
dures and requirements for the devel-
opment of an individualized educa-
tional program, and by conferring

specific rights to parents of children
with disabilities to enable them to pro-
tect their children’s rights. Whereas
IDEA is a distinct and whole piece of
legislation, Section 504 was one state-
ment included in the Rehabilitation
Act of 1973 written to acknowledge
the illegality of discrimination on the
basis of disability. Therefore, in Sec-
tion 504 there are no definitions, pre-
scriptions or specified protections.

Funding

No funding is provided with Section
504. Neither states nor programs re-
ceive funding for the provision of ac-
commodations or modifications re-
quired by the legislation. IDEA does
provide funding to states for disburse-
ment to local school districts to sup-
port the provision of special education
services at the local school district
level. Current statistics show that the
federal government pays from 10-12%
of the cost of special education ser-
vices provided by local school dis-
tricts. The funding provided to each
state is based on the numbers of stu-
dents identified under IDEA.

Eligibility

Section 504 does not define
“individual with a disability.” It is de-
fined in the regulations developed to
implement the Rehabilitation Act.
These regulations define a person with
a disability as anyone who:

Has a physical or mental impairment
which substantially limits one or more
major life activities, has a record of
such impairment, or is regarded as
having such an impairment, AND
whose disability substantially limits
one or more “major life activities.”

Major life activities include such ac-
tivities as caring for one’s self, per-
forming manual tasks, walking, seeing,
hearing, speaking, breathing, learning,
and working.
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IDEA is specific to public educational
services to children and young adults.
Consequently, there is an age require-
ment related to eligibility. All infants
and toddlers (up to two years old) “at
risk” of disability are eligible under
IDEA, although for this population,
services include services to parents
and families and may be the responsi-
bility of the state’s health department
rather than the state’s educational
agency. All children three to twenty-
one years of age are eligible for special
education services, if they have a dis-
ability that has an adverse affect on the
child’s education. If a state’s law ex-
tends the age range for educational
services beyond the age of twenty-one,
IDEA safeguards follow the state’s age
limits.

Under IDEA a child with a disability
can be defined as one with mental re-
tardation; a hearing impairment or
deafness; a speech or language impair-
ment; a visual impairment, including
blindness; emotional disturbance; an
orthopedic impairment; autism; trau-
matic brain injury; an other health im-
pairment; a specific learning disability;
deaf- blindness or multiple disabilities.
All IDEA students are eligible under
Section 504, but not all Section 504
students meet the eligibility require-
ments under IDEA.

Procedures

As mentioned above, procedures gov-
erning Section 504 are drawn from the
Code of Federal Regulations (CFR)
which is prepared by federal employ-
ees after the passage of any legislation
to guide its implementation. Proce-
dural requirements for Section 504 are
established in the CFR, including the
definition of persons eligible, the defi-
nition of major life activities, identifi-
cation of the responsible agency, and
requirements for making a claim under
the law.

According to the CFR, all school dis-
tricts are required to appoint a 504 Co-

ordinator who has the responsibility
for ensuring the district’s compliance
with the legislation. Districts can de-
velop their own procedures in align-
ment with the CFR for implementing
Section 504, or districts can choose
to use procedures outlined in IDEA
which would meet those require-
ments. This means that 504 proce-
dures can be different from school
district to school district. It is impor-
tant to identify your school district’s
504 Coordinator and to request a
copy of the district’s 504 procedures.

IDEA legislation, unlike Section 504,
is very prescriptive. The law itself
includes a number of fundamental
concepts and procedural require-
ments that parents need to know.
First is the zero-reject principle,
meaning all students have a right to a
free and appropriate education
(FAPE). A student cannot be too
disabled or service provision too
costly to relieve a school district
from the responsibility of educating
that student appropriately.

Note that a school district is not re-
quired to provide the best or ideal
education for a student, but an appro-
priate education. The word appropri-
ate can become a matter of discus-
sion between parents and school dis-
trict personnel and the courts have
been called upon to define appropri-
ate. According to the courts, a child’s
educational program must provide
educational benefit, and the appropri-
ate level of benefit must be deter-
mined on a case-by-case basis.

Another fundamental concept re-
flected in IDEA is the Least Restric-
tive Environment (LRE). This re-
fers to the place where a student re-
ceives his/her educational program.
At one point in time it was almost
understood that students with dis-
abilities needed separate classrooms.
Most students were segregated from
their nondisabled peers and educated
in self-contained classrooms by dis-

ability, i.e., students with visual im-
pairments, students with hearing im-
pairments, students with mental retar-
dation, and students with physical dis-
abilities, also referred to as orthopedi-
cally handicapped or multi-
handicapped. The segregation of stu-
dents with disabilities was never the
intent of IDEA. In fact, the legislation
stated from the beginning that students
should be educated with their nondis-
abled peers and provided with the nec-
essary supplementary aides and ser-
vices to address their unique needs.

During the past ten to fifteen years,
there has been an effort to address con-
cerns regarding perceptions and treat-
ment of students with disabilities. Stu-
dents with disabilities are now consid-
ered as students first and students with
disabilities second, reversing the trend
toward special schools and segregated
programs. Another educational trend
supporting the inclusion of students
with disabilities in regular education
classes has been standards-based edu-
cation, with the assumption that all
students can achieve. Students who
are separated from the mainstream are
less likely to be given access to the
same curriculum as those students in
regular class, and therefore are pre-
vented from achieving at the same
level as their nondisabled peers. Spe-
cially designed instruction and supple-
mentary aides and services should be
implemented according to the needs of
the student with a disability to allow
them access to and to benefit from the
regular curriculum. The federal gov-
ernment has further mandated through
IDEA that the achievement scores of
students with disabilities be tracked
and reported to ensure that districts are
indeed providing IDEA students with
an appropriate education aligned with
the state-adopted standards.

“Individualized” is the watchword of
IDEA. In general, educators approach
the teaching of students in groups.
Teachers are given responsibility for
particular classes and subjects. IDEA,
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however, requires that each student be
considered individually in regard to
their strengths and needs, and that an
educational program be developed
specifically for the individual student.
This program is called the Individual
Educational Plan (IEP). This plan
outlines the school’s service plan for
the student for each year.

Another fundamental concept under
IDEA is parent participation.

School districts are required to seek
out the participation of parents of stu-
dents with disabilities in planning a
child’s educational program. The con-
cept is so important in the legislation
that districts are required to document
their attempts to involve parents in the
discussion of their child’s individual
educational program. Parents must be
given notice and give consent if the
school wants to evaluate their child for
special education services under
IDEA. And once a special education
program is developed and agreed to by
the school and the parents, parents
must be notified if there is a significant
change in the program.

One important aspect of the proce-
dures mandated under IDEA is the
multi-factored evaluation, referred to
as the MFE. There are two purposes
for the MFE: 1) to determine eligibil-
ity for services under IDEA, and 2) to
determine the child’s strengths and
needs to guide the development of the
IEP.

The MFE must:

e involve a variety of assessment
tools (not just an IQ test),

e be administered by a qualified per-
son(s) using validated tests,

e be conducted by more than one
person, or a multidisciplinary team
(for example, the school psycholo-
gist, the teacher, and related ser-
vice personnel), and

e address all areas of suspected dis-
ability.

IDEA also allows for parents to re-
ceive a separate, independent evalua-
tion, at no cost, if they disagree with
the results of the initial MFE. Based
on the results of the MFE, the IEP
team determines the special educa-
tion services to be provided to the
student.

IEPs must be developed each year
and must include:

e astatement of the student’s pre-
sent levels of performance,

e annual goals and objectives or
benchmarks,

e astatement of the services and
accommodations to be provided
to the child,

e explanation of the extent to
which the child will participate
with nondisabled children,

e special education services to be
provided (special education is
defined as specially designed in-
struction), and

e modifications for state testing.

This IEP is developed by a team con-
sisting of:

e the teacher(s) of the student, both
regular education and special
education,

e aperson knowledgeable about
the student’s evaluation results,

e aschool district representative
who can speak to the resources
of the district,

o related service personnel work-
ing with the student,

e the parents,

e the student, when appropriate,
and

¢ anyone knowledgeable about the
student selected by the school or
the parents.

There are procedural safeguards out-
lined in the IDEA legislation that are
directed specifically at parents. Ac-
cording to IDEA, parents must be
provided with a copy of these safe-
guards, including:

e prior written notice about any
changes to the IEP,

e parental consent for evaluation,

e an independent evaluation,

e access to educational records,

e opportunity to present complaints,

e mediation, and

e an impartial due process hearing,
if complaints cannot be resolved.

When You Have a Concern

There are steps parents should follow
when they disagree with their child’s
IEP as written, or when they question
the appropriate implementation of the
IEP. These progressive steps are as
follows:

1. Discuss the concern with the
child’s teacher;

2. Request a Case Conference with
the IEP team to review the issue;

3. Request an Administrative Re-
VieW;

4. Request an Impartial Due Process
Hearing.

When parents have concerns about
their child’s educational program, they
should first talk to their child’s
teacher. If their concern is not ad-
dressed, parents should request a case
conference with the entire IEP team to
discuss their concern. This request
should be in writing and should state
the parent’s concern. It should be sent
to the principal of the child’s school.

If as a result of the case conference the
concern is not addressed and resolved,
then the parents can request, in writ-
ing, an administrative review. This
request should be sent to the school
principal. The special education direc-
tor and the district Superintendent may
be copied on this request. A copy of
the letter should be kept for your files.
This meeting will include the district
Superintendent, or designee, and al-
lows the district to review the informa-
tion regarding the complaint and al-
lows the district the opportunity to ad-
dress the complaint to the parent’s sat-
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isfaction.

At this point, if the parents and the
school cannot agree, parents have two
choices. They can file a formal com-
plaint with the state department of
education. This is done by stating the
complaint and your contact informa-
tion in a letter addressed to the State
Director of Special Education. You
can find the name of the director and
his/her address by calling your State
Department of Education or by check-
ing their website. By law, this action
requires the state to investigate the
complaint and make a determination
on the issue within a specified period
of time (60 days is common). The sec-
ond option is for the parents to file a
request for an impartial due process
hearing.

Impartial Due Process Hearing

To resolve conflicts as expeditiously
as possible, IDEA requires states to
make mediation available to parents
and schools when disagreements oc-
cur. Mediation must be offered to par-
ents who file for an Impartial Due
Process Hearing, and, in fact, media-
tion can be offered by the school even
before a request for a due process
hearing is filed. Still, parents always
retain the right to an impartial due
process hearing to resolve their com-
plaint. All problems are best solved
close to the source, and it is advisable
for parents to work their way up the
system in addressing their disagree-
ments with the school.

There is a great deal of help available
to parents in obtaining information
about the implementation of IDEA.
This includes national, state and local
parent and disability organizations,
books, magazines and websites. IDEA
provides funding for Parent Training
and Information Centers in each state
specifically designed to support the ef-
fort of informing parents about their
rights. The following website pro-
vides a list with contact information

for the parent training and informa-
tion centers located in each state.

WWww.pacer.org

The mission of PACER Center is to
expand opportunities and enhance
the quality of life of children and
young adults with disabilities and
their families, based on the concept
of parents helping parents.

Through its ALLIANCE and other
national projects, PACER, a national
center, responds to thousands of par-
ents and professionals each year.
From California to Minnesota to
New York, PACER resources make a
difference in the lives of 6.5 million
children with disabilities nationwide.

You can also get the name and tele-
phone number of the center in your
state by asking your school district or
your state department of education.
These centers are great sources of in-
formation for parents of children
with disabilities. You can get printed
information, notices about training
on IDEA, and individualized techni-
cal assistance with a phone call to
your state’s center.

There are a number of other national
and local organizations that provide
parent information and advocacy ser-
vices. These include disability-
specific organizations, such as
United Cerebral Palsy (UCP), the
ARC, and Down’s Syndrome Asso-
ciation. Parents of children with dis-
abilities are uncommonly generous
when it comes to providing support
to other parents. You don’t have to
talk to someone who has a child with
the same disability as your child.
The law is not disability specific. In
addition, there are local support
groups created by parents for parents
of children with disabilities where
parents can learn from the experi-
ences of others.

Communication Tips

Knowing the law is a critical aspect of
advocating for appropriate services for
your child with a disability. Knowing
good communication techniques is an-
other. Remember that there are a
number of factors that can affect your
communication with school personnel.
So, expect and be prepared to address
these issues.

Group size and familiarity with those
in the group

As a parent, or one of two parents, it is
likely that school personnel will out-
number you in IEP meetings. Also, re-
member that IEP meetings are held at
school, a place where educators are
comfortable, but where you will likely
feel less comfortable, especially if you
have some negative feelings about
what is happening (or not happening)
at school.

Lack of common experience
Educators know the workings of the
school and how things are done.
Unless you are also an educator, you
don’t have the value of that experi-
ence. This lack of common experience
can be a barrier to good communica-
tion in any setting or context.

Listener’s preoccupations and
speaker’s assumptions

These factors can affect what you
communicate and what you think is
being communicated to you. You can
believe that you’ve stated your case
clearly, because your case is so clear
to you, but your perception of what
you have communicated may not be
accurate, and on the other hand, your
own assumptions about what you will
hear, may affect your perception of
what has been communicated to you.

Be aware that clear communication re-
quires care and attention, and not just
from you, as parents, but also on the
part of the team members you find
yourself working with. Give attention
to clarifying what is being communi-
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cated to you. When you are speaking,
check your audience for signs that they
understand your message.

Here are some tips to ensure clear
communication:

e Take a friend with you to IEP
meetings, someone you trust who
can be another pair of ears that
you can check your perceptions
with later, someone who can help
you clarify what your concerns are
when they sense that the message
is not being heard.

e Listen for the content of the mes-
sage and paraphrase the message
back to the speaker: “So what
you’re saying is....”

e Attend to the speaker’s body lan-
guage and factor that in to your
understanding of the message be-
ing communicated.

e Check your perceptions: “It looks
like you’re nervous about includ-
ing Libby in the 4th grade science
class...?”

e Give I messages: “I’m concerned
because you say Jeff will have
support in completing his work in
class, but I haven’t heard what
support that will be or how it will
be provided, or who will provide
it.”

e Give feedback: “I was worried
when I came today because I did-
n’t think you understood how im-
portant it is that Laura stay with
her class as much as possible
throughout the day, but your re-
sponse has shown me that you do
understand.” Or “I was worried
when you said that individual OT
would be limited, but I do under-
stand how Adam’s needs for OT
can be met in the classroom set-
ting.”

There are some common mistakes par-
ents can make in advocating for ser-
vices for their child:

e Focusing on minor procedural is-
sues, and thinking that “this is the

moral equivalent of war.” This
is not war; this is a process of
working with a system to bring
about change that will have a
positive impact on your child’s
educational program.

Being too trusting of educators --
assuming they will always do
what’s best. This issue of trust is
a balance. You should be in-
volved and aware, but also vocal
about what you know your child
needs to succeed.

Assuming an all or nothing ap-
proach, expecting instant change
and becoming angry and venge-
ful when this does not happen. It
does take time to create and sup-
port change.

Not understanding that some-
times educators need to be edu-
cated by parents about their
child. Education takes time and
credible information delivered in
a way that the listener can hear
it.

Not even trying programs or ser-
vices that are suggested by edu-
cators, assuming that you know
the only way a change for the
better can occur.

Trying to “micro-manage” every
event during the school day.
Choose the issues that are most
critical and focus there.

Not responding in a timely man-
ner to a proposed IEP. Educators
are required by law to develop
IEPs for students and not provid-
ing them with feedback leaves
school personnel in the dark
about what your concerns and
preferences are. This would be
the same as an educator ignoring
a letter that you write trying to
explain your concerns about an
issue.

Not documenting conversations
and meetings with educators re-
garding issues of concern. Keep
a notebook and refer to it:
“When we met on the 31st, you
said that Scott would have an
aide for physical education class,

but that hasn’t happened.”

Remember that clear communication
can make the difference between an
IEP team that wants to work with you
and one that doesn’t know how to re-
spond. Educators are a part of a sys-
tem that is operated by rules and regu-
lations, and they are bound by their
contracts to follow those rules. Here
are some things to remember about
communication with systems:

e Learn the system’s rules.

e Seck out the system’s resources to
help with learning the rules, such
as websites and publications.

e Always communicate on paper;
date and keep a copy of your cor-
respondence for your own records.

¢ Follow appeal procedures when
agreements cannot be reached.

e Remember that expressions of an-
ger are unproductive. Use your
energy to learn more and to plan
your next step.

School systems, and the people in
them, want to provide the best pro-
grams and services they can for their
students. Assume that your child’s
educators have good intentions -- they
do. Educators work under constraints
of limited resources, fiscal and human,
training and time. A part of a parent’s
job is to find out what the educators
serving their son or daughter need, and
work with them to obtain it. While
you may have different perspectives --
the parent’s and the professional’s --
the law is designed to include both for
the benefit of the student. There really
is only one team; try to be a good team
member.
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Webliography: Information
Sources on the Internet

Donna M. Owens

A wide range of assistive technology
is available to support individuals with
disabilities. Very simply, the purpose
of assistive technology is to help peo-
ple with disabilities to do what people
without disabilities do. Assistive tech-
nology is anything from a simple tool,
like a cane, to a sophisticated elec-
tronic device that allows a person with
no manual control to move the cursor
on a computer with an infrared signal-
ing device. Assistive technology is not
defined by what it is, but rather, by
what it does. It is anything that assists
a person in carrying out an activity that
they wouldn’t be able to perform, or
perform as well, or for as long, without
the device. We should consider the
possibilities of assistive technology for
our children and family members with
disabilities and explore resources to
pursue it and assess its value for par-
ticular activities. The following is a
list of web resources on assistive tech-
nology with a brief description of con-
tent for each.

http://www.mdtap.org/tt/2002.08/
art_3.html

This article is found on a page of the
Maryland Technology Assistance Pro-
gram site which was funded through
the Assistive Technology Act of 1998.
The article provides a description of
student’s rights to assistive technology
both through IDEA and Section 504.
While it is written in lay language, its
concepts may not be easily understood
by all readers. Still, it provides cita-
tions to specific court rulings that re-
quired the provision of specific assis-
tive technology devices for students,
including tutorial software and a lap-
top for a student with narcolepsy, an
assistive hearing device to be used in
the classroom, and a text-to-speech
scanner for a learning disabled student.
Professionals, parents and consumers

will find this website to be useful.
http://www.mainecite.org/ptguide

This is the site for the Maine Techni-
cal Assistance Project which is
funded under the Assistive Technol-
ogy Act of 1998. It provides access
to a comprehensive Parent Guide-
book to Assistive Technology which
reviews laws and legislation regard-
ing assistive technology. The Guide-
book is a thorough review of assis-
tive technology information from ad-
vocating for it to finding appropriate
assistive technology. In addition to
information on law and policy, the
site offers information on assistive
technology funding, Universal De-
sign, and available training opportu-
nities on assistive technology. This
website is useful to parents, profes-
sionals, and consumers.

http://www.uiowa.edu/infotech/
Legal.htm

This is the website of Infotech, the
Iowa Program for Assistive Technol-
ogy. It provides a comprehensive
and understandable review of a
child’s legal rights to assistive tech-
nology under IDEA, Section 504 and
the ADA. It conveys the clear mes-
sage that children have a right to as-
sistive technology and accommoda-
tions as a part of a free and appropri-
ate public education It also covers
the provision of assistive technology
through private insurance and the
Medicaid program, including tips for
making an appropriate request and
what to do in the case of a rejection
and the need to appeal. This website
is useful to parents, consumers, and
professionals.

http://www.katsnet.org/fact4.html

This website, hosted by the Kentucky
Assistive Technology Project, pro-
vides a wide range of information on
assistive technology. This particular
fact sheet discusses assistive technol-
ogy grounded in student rights spe-

cifically as assistive technology is re-
lated to the IEP. The authors make
clear that a parent’s request for assis-
tive technology must be related to
identified IEP goals. It also makes a
point about the student’s right to use
assistive technology at home, whether
it was purchased by the school or not.
This website is useful to parents, pro-
fessionals and consumers.

http://www.nls.org/atiep.htm

This site is hosted by Neighborhood
Legal Services, Inc. in Erie County
New York. The organization, while
providing services to western New
York, also houses a state and a Na-
tional Assistive Technology Project.
The materials produced for the project
are written in a manner that is parent-
friendly and accessible to the lay per-
son. This particular page provides
step-by-step directions on IEP devel-
opment with a focus on including as-
sistive technology in the IEP. There
are also example statements of goals
and objectives that incorporate assis-
tive technology. The article is an ex-
cellent guide to IEP development for
parents.

http://ataccess.org/resources/fpic/
default.html

This website is hosted by The Alliance
for Technology Access (ATA). Itisa
network of community-based resource
centers, developers, vendors and asso-
ciates dedicated to providing informa-
tion and support services to children
and adults with disabilities, and to in-
creasing the use of standard, assistive,
and information technologies. The site
contains resources from a variety of
AT-focused web pages and hosts a
page devoted to addressing commonly
asked questions. The site includes a
general description of Assistive Tech-
nology, as well as frequently used ac-
ronyms and abbreviations. Although
the site does not focus specifically on
legal and IEP issues, it does provide
valuable information and links for
families.
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Douglas A. Kerr, MD PhD and Peter A. Calabresi, MD

Multiple Sclerosis (MS) and Trans-
verse Myelitis (TM) are members of a
group of neuroimmunologic disorders
in which the immune system attacks
and injures the nervous system. Al-
though each of these disorders is rare,
the worldwide prevalence of the group
exceeds 2.5 million people. Since they
typically afflict young people, the per-
sonal and economic impact of these
disorders is staggering. Recent stud-
ies have suggested that the total socie-
tal costs for MS in the United States
are 5.1 billion dollars annually, with
the bulk of that cost due to sick leave,
premature retirement and loss of in-
come. However, despite the economic
importance of these disorders, their
rarity makes them difficult to study
since few centers can identify and
study enough patients. Even within in-
stitutions, researchers often study these
disorders individually rather than striv-
ing to identify common mechanisms
and identifying shared treatments. As
a result of this, research in these disor-
ders has been slow. Researchers can-
not coordinate efforts and cannot rap-
idly develop new ideas. Perhaps most
importantly, there has been little trans-
lation of new ideas into clinical thera-
pies.

The implications are that money and
effort are wasted, brilliant research is
not optimized, and progress is slower
than it needs to be. Every day, pa-
tients are becoming more disabled, go-
ing into or staying in wheelchairs. The
solution to this problem is the develop-
ment of a new way to study these dis-
orders. Researchers must have money
to rapidly test ideas, they must col-

laborate in order to accelerate devel-
opments, they must develop model
systems to test ideas, and they must
have the ability to carry out clinical
trials as a prelude to new therapeutic
strategies. The Johns Hopkins De-
partment of Neurology is launching a
new initiative that will achieve these
goals.

Termed the Johns Hopkins Project
RESTORE, this multidisciplinary re-
search and clinical collaboration is
emerging from The Johns Hopkins
TM and MS Centers, and will de-
velop new diagnostic and therapeutic
strategies in the treatment of neuro-
immunologic disorders, such as mul-
tiple sclerosis (MS) and transverse
myelitis (TM).

The Johns Hopkins Project
Restore: Overview

The Johns Hopkins Project RE-
STORE is a five year effort that will
result in new therapies for neuroim-
munologic disorders. The Project
will not be a physical space at Johns
Hopkins, but rather will be a “new
way of doing business.” The Project
will fund researchers to do collabora-
tive research, will develop novel bio-
markers in neuroimmunologic dis-
eases, will develop novel imaging
strategies, and will carry out clinical
trials to test ideas. At the end of five
years, we expect to have dramatically
improved our understanding of
neuroimmunologic disorders and to
have initiated clinical trials testing
novel treatments based on this under-
standing. Funding this sort of project

is not within the scope of the National
Institutes of Health (NIH) or the phar-
maceutical industry at present. The
NIH funds established ideas that repre-
sent incremental advances from previ-
ous work. Funding from the NIH of-
ten takes two years to obtain and does
not support infrastructure. Further,
project funding is finite and a project
must cease if the funding lapses. The
result of such funding is that research-
ers spend a great deal of time trying to
secure additional funds to support their
research. We hope that Project RE-
STORE will be funded principally by
philanthropic support for the first five
years for researchers to develop novel,
groundbreaking approaches. This
funding will allow the rapid testing of
ideas and will support the infrastruc-
ture to rapidly develop these ideas into
clinical therapies. Endowment sup-
port, in particular, will protect re-
searchers’ time to allow sustained fo-
cus on research.

We expect that the Johns Hopkins Pro-
ject RESTORE will continue efforts at
the end of five years, but will have
made such substantial advances that a
greater share of the funding will be
from the National Institutes of Health
and pharmaceutical companies. Fur-
thermore, by that point, we believe
that Project RESTORE will have mar-
ketable and patentable therapies in de-
velopment, and could share in the roy-
alties from these products.
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Project Restore has three principal
goals:

RECOVER

¢ Function

e From acute attacks
e From illness

STOP
e Progression of disease
e Progression of disability

REGENERATE
e Nerve cells
e Myelin

By developing new treatments for TM
and MS, we hope to Restore Hope, Re-
store Function, and Restore Lives to
patients and families with these disor-
ders.

Project Restore: Mission And Vision

Although advances have been made in
the treatment of MS and TM, current
therapies are only partially effective
and many patients continue to develop
disability despite the therapies. Our
mission is as follows:

e To provide advanced care in the
diagnosis and treatment of patients
with MS and TM

e To develop novel diagnostic
strategies to more accurately and
sensitively diagnose MS and TM

e To develop new, more effective
immunologic therapies that block
neurologic injury

e To develop restorative therapies,
including the use of stem cells, to
restore function to patients with
disability from MS and TM

e To be a world leader in education
and dissemination of new informa-
tion about MS and TM

e To facilitate the rapid development
and testing of therapeutic strate-
gies

e To provide an optimal environ-
ment for training scientists and cli-
nicians

We are poised to make dramatic ad-
vances in all of these areas over the

first five years of Project RESTORE.
In the first two years, we will de-
velop novel imaging strategies that
define the pathologic features of MS
and TM in order to direct appropriate
treatments to these patients. We will
also develop novel immunologic and
neuroprotective strategies using ani-
mal models and cell culture models
that will then lead to clinical trials in
years three to five. We will further
define the ability of stem cells to
“rewire” the nervous system and will
prepare for neurorestorative clinical
trials using stem cells in years four to
five. Perhaps, most importantly, we
will initiate and carry out clinical tri-
als of novel compounds currently in
development.

Conclusion

We believe that we are poised to
make major changes in how we treat
neuroimmunologic disorders, and
have established a formal mechanism
for how to achieve this goal. We
have leading experts in these dis-
eases. However, the Johns Hopkins
Project RESTORE will allow pro-
gress to be made at a much faster
pace. New discoveries will result in
new therapies and will diminish the
suffering and disability of millions of
patients.

The Transverse Myelitis
Association Serves on the
Christopher Reeve Paralysis
Foundation Paralysis Task
Force

The Transverse Myelitis Association
was invited to serve on The Paralysis
Task Force by the Christopher Reeve
Paralysis Foundation (CRPF). The
Christopher and Dana Reeve Paraly-
sis Resource Center, funded by the
Centers for Disease Control and Pre-
vention (CDC), has established a
broad-based Task Force of collabo-
rating partners and stakeholders to
create a Public Health Action Plan on
Paralysis.

The aims of the plan are to:

Improve the health and quality of life
for persons living with paralysis;

Raise awareness among the public and
national leaders about the conditions
and diagnoses that result in paralysis
and the secondary complications and
environmental barriers associated with
paralysis;

Foster greater understanding of how a
public health plan can improve the
physical, psychological, social and
economic well-being for Americans
living with paralysis, their family
members and caregivers;

Promote the appropriate management
of paralysis and its secondary compli-
cations across the lifespan of the indi-
vidual living with paralysis, including
interventions to minimize pain and re-
duce psychosocial distress;

Support individuals with paralysis in
accessing the family, peer, and com-
munity resources;

Translate research results into effec-
tive clinical practice in community set-
tings; and

Present relevant public health strate-
gies on paralysis for utilization by
states, non-profits and other disability
organizations.

The Paralysis Task Force Workshop
was held from September 26" to 28",
2004 in Washington DC. The goal of
the workshop was to engage in a col-
laborative process to create bold initia-
tives which would serve as the founda-
tion of a Public Health Action Plan on
Paralysis. The CRPF assembled a task
force comprised of public health ex-
perts, disability specialists, as well as a
broad-based coalition of advocacy or-
ganizations representing persons with
paralysis resulting from spinal cord in-
jury, spinal cord diseases and birth de-
fects.
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The following organizations partici-
pated in the Paralysis Task Force
Workshop:

Advancing Independence

The ALS Association

American Syringomyelia Alliance Pro-
ject

American Association on Health and
Disability

Brain and Spinal Injury Trust Fund
Commission

Capitol Area ADAPT

Centers for Disease Control and Pre-
vention (National Center on Birth De-
fects and Developmental Disabilities)
Christopher Reeve Paralysis Founda-
tion

The Cody Unser First Step Foundation
Craig Hospital

Department of Health and Human Ser-
vices (Office on Disability)
Department of Veterans Affairs
(Rehabilitation Research and Develop-
ment)

Easter Seals

Family Support Center of NJ
Friedreich's Ataxia Research Alliance
The Institute for Rehabilitation and
Research

Johns Hopkins Transverse Myelitis
Center and Project Restore

National Alliance for Caregiving
National Council on Independent Liv-
ing

National Institute on Disability and
Rehabilitation Research

National Institutes of Health (National
Center for Medical Rehabilitation Re-
search)

National Multiple Sclerosis Society
National Organization on Disability
National Respite Coalition (Division
of the ARCH National Respite Net-
work)

National Spinal Cord Injury Associa-
tion

National Stroke Association

New Freedom Initiative (Office of Do-
mestic Policy)

New Jersey Division of Disability Ser-
vices

Paralyzed Veterans of America
Rancho Los Amigos National Reha-

bilitation Center

Research and Training Center for In-
dependent Living (University of
Kansas)

Santa Clara Valley Medical Center
(Northern CA TBI/SCI Model Sys-
tems of Care)

Shepherd Center

Social Security Administration
Spina Bifida Association of America
The Transverse Myelitis Association
United Cerebral Palsy National
United Spinal Association
University of Kansas Medical Center
(Department of Health Policy and
Management)

University of New Mexico School
of Medicine (Center for Develop-
ment and Disability Department of
Pediatrics)

US Department of Education (Office
of Special Education and Rehabilita-
tion Services)

VA San Diego Healthcare System
(Spinal Cord Injury Center)

Visiting Nurse Association of Amer-
ica

Volunteers for Medical Engineering
Washington University School of
Medicine (Rehabilitation Institute of
St. Louis)

YMCA of the USA

In addition to the approximately 45
participants at the workshop, the
CRPF was well represented by their
staff from New Jersey, Washington
DC and California. Those in atten-
dance from the CRPF included, Dana
Reeve, Director and Chair of the
Quality of Life Committee of the
Christopher Reeve Paralysis Founda-
tion, Kathy Lewis, President and
CEO, CRPF, Michael Manganiello,
Senior Vice President, CRPF and Jo-
seph Canose, Director, The Christo-
pher and Dana Reeve Paralysis Re-
source Center.

Of the 45 participants, the TM and
neuroimmunologic disorder commu-
nity was very well represented by Dr.
Douglas Kerr from the Johns Hop-
kins TM Center and Project Restore,

Cody and Shelley Unser from the
Firststep Foundation, and Pauline and
Sandy Siegel from The Transverse
Myelitis Association. The Task Force
members engaged in a two-day proc-
ess of guided discussion and brain-
storming focused on a comprehensive
and thorough analysis of health and
quality of life issues surrounding pa-
ralysis. This process was managed by
professional facilitators who elicited a
tremendous amount of information and
stimulated creative ideas from an
amazingly broad range of experts. The
participants possessed extensive ex-
perience and represented advocacy or-
ganizations, government agencies, aca-
demic institutions, rehabilitation cen-
ters, medical centers, and research fa-
cilities.

At the conclusion of the workshop, the
participants presented a list of recom-
mendations and each accompanied
with a set of specific actions to imple-
ment the identified public health pol-
icy initiatives. The CRPF is in the
process of developing a white paper
which will describe the results that
were produced from the workshop.
Each of the workshop participants will
review and comment on the white pa-
per before the final document is com-
pleted. The final work will be the
Public Health Action Plan on Paraly-
sis. This document will be signed by
the participating organizations and will
serve to guide the Centers for Disease
Control and Prevention (CDC) and the
collaborating partners and stakeholders
to promote goals to improve the health
and quality of life for persons living
with paralysis.

October 15, 2004

It is with the deepest sadness that we
heard of Christopher Reeve’s passing.
Christopher Reeve was a wonderful
advocate for our community. He cre-
ated tremendous awareness of our is-
sues in the general public and was a
voice of reason before legislators and
private and public organizations. He
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brought intelligence, diplomacy and
dignity to his positions on some very
complicated and sensitive issues.

Pauline and I had the opportunity to
meet Dana Reeve during the Paralysis
Task Force meeting in Washington
DC. We were so impressed with her
dedication and loyalty to her husband
and to her family. It was very obvious
from the way she talked about their re-
lationship that the challenges they ex-
perienced after Christopher’s injury in-
tensified their family bonds and
strengthened their love and devotion as
a couple. Pauline and I understood
this experience very well.

The world has lost a wonderful actor
and director. The paralysis commu-
nity has lost a wonderful advocate.
Dana and the Reeve children have lost
a wonderful husband and father. We
are all so sorry for this tragic loss. We
hope and pray that his memory should
serve as a blessing for Dana and his
family and for all of us.

And the work continues, as Christo-
pher Reeve would have wanted it to
continue. The first draft of the Paraly-
sis Health Action Plan will be written
and ready for review by early Novem-
ber. We recently received a communi-
cation from the CRPF staff. As they
wrote in their message to all of us on
the Paralysis Task Force, “Now, more
than ever, we wish to live up to the
legacy that Christopher Reeve left to
the world.”

Chitra Krishnan to Serve on The
Transverse Myelitis Association
Medical Advisory Board

The Transverse Myelitis Association is
pleased to announce that Chitra Krish-
nan is the newest member of the TMA
Medical Advisory Board. Chitra re-

ceived her Bachelor of Science in Life

Sciences and Biochemistry at St. Xa-
vier’s College, University of Mum-
bai, India in 1997. She obtained her
Master's in Health Sciences (MHS)
from the Johns Hopkins School of
Hygiene and Public Health in 2001.

Chitra Krishnan serves as the Re-
search Coordinator for the Johns
Hopkins Transverse Myelopathy
Center (JHMTC). Chitra coordinates
all basic and clinical science research
activities at the JHTMC. She has
been trained in the diagnosis and
treatment of patients with TM, epide-
miology, biostatistics and design and
implementation of research studies
and clinical trials. While a student at
the School of Public Health, she de-
veloped a comprehensive health
questionnaire and evaluation strategy
for following patients with TM. She
then created a database for this infor-
mation and has managed that data-
base for the past three years. This
has allowed her to assist with man-
agement of TM patients throughout
the world as they are diagnosed. As
Johns Hopkins has the only TM Cen-
ter in the world, Chitra has devel-
oped a very specialized expertise in
TM and recurrent TM. Besides the
physicians on our medical advisory
board, no one has seen more cases of
TM, worked with more patients, or
performed more research on TM than
Chitra. Chitra is extensively pub-
lished in the area of the neuroimmu-
nologic disorders, and particularly
Transverse Myelitis and Recurrent
Transverse Myelitis.

Chitra’s title does not accurately con-
vey either the breadth of her work for
the Center, nor her commitment and
impact on the TM community. In
addition to her research, Chitra has
become the vital link between The
Transverse Myelitis Association and
the Johns Hopkins TM Center. She
regularly responds to information re-
quests from the TM community.
More importantly, Chitra facilitates
the critical care for patients who have

been recently diagnosed and in the
acute phase of a demyelinating epi-
sode. As it is not possible for all of the
patients with TM to make it to the
Johns Hopkins Medical Center, Chitra
coordinates care between the physi-
cians at the JHTMC with physicians
from around the country and around
the world who are treating adult and
pediatric cases of TM in the acute
phase. Her work in this area has pro-
vided many patients with an opportu-
nity for treatment that they might not
otherwise receive.

Chitra has also taken on a vital role in
assisting the TMA in educating the
TM community about their conditions,
symptom management practices and
novel treatment therapies. As TM and
the other neuroimmunologic disorders
are quite rare and little understood by
the medical community, this education
is critical in ensuring that our members
become informed advocates for their
medical care. Chitra is regularly in-
volved in the development of articles
for the TMA newsletters and in the
planning of TMA and JHTMC sympo-
sia and workshops. Chitra is a regular
presenter at the workshops and sympo-
sia. She also participates in the impor-
tant moderated discussions and ques-
tion and answer sessions that take
place at all of the TMA symposia be-
tween our membership and our Medi-
cal Advisory Board.

Chitra has taken on a very active and
critical role in The Transverse Myelitis
Association. Chitra regularly assists
the TMA in developing its goals and
policies and in organizing and plan-
ning activities through which these
goals may be achieved. Chitra is in
frequent contact with the TMA Board
of Directors.

Chitra has developed a very personal
care and concern for the TM commu-
nity. She is a member of the TMA and
the TM community. Chitra has made
herself available to this very special
and vibrant community seven days a
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week and 52 weeks a year. Her work
for the TM community has evolved
into an effort that goes well beyond a
job or a career. She demonstrates a
commitment and motivation that re-
flects a personal desire to make a dif-
ference.

You can pay a person to learn; you can
pay a person to perform research and
to write reports and apply for grants.
You can pay a person to facilitate
communications with patients and be-
tween physicians. There is no amount
of money you can pay a person to
make them care. The qualities that
Chitra brings to her position have a
value that is neither quantifiable nor
measurable in dollars and cents. Her
commitment to the TM community
goes well beyond the responsibilities
defined by her job.

Chitra provides a critical service to
The Transverse Myelitis Association.
Chitra has become an important mem-
ber of the TM community, and we are
proud to have her on our Medical Ad-
visory Board.

In Their Own Words

In each issue of the newsletter, we will bring you a column that presents the
experiences of our members. Their stories are presented In Their Own
Words. We are most appreciative of their willingness to share their very
personal stories. It is our hope that through the sharing of these experiences,
we will all learn something about each other and about ourselves. It is our
hope that the stories will help us all realize that we are not alone. You may
submit your stories by sending them either by e-mail or through the postal

service to Sandy Siegel.

The Transverse Myelitis Association is
proud to be a source of information
about Transverse Myelitis and the
other neuroimmunologic disorders.
Our comments are based on profes-
sional advice, published experience
and expert opinion, but do not repre-
sent therapeutic recommendations or
prescriptions. For specific information
and advice, consult a qualified physi-
cian. The Transverse Myelitis Asso-
ciation does not endorse products, ser-
vices or manufacturers. Such names
appear in this publication solely be-
cause they are considered valuable in-
formation. The Transverse Myelitis
Association assumes no liability what-
soever for the contents or use of any
product or service mentioned.

Recurrent TM and Devic’s
Disease

Bonnie Brickhouse

Topeka KS

Hi. My name is Bonnie Brickhouse. |
have had TM for six years. 1 had a
slow onset of the disease. | was hav-
ing lower back pain, and I went to
see my doctor. He wanted a urine
sample, because he thought it might
be a kidney infection. I could not get
the urine sample he wanted, so he
laughed at me and said, “how can I
culture your urine, if you don’t give
me any to culture.” I then felt like I
needed a new doctor, so I found a
new one! In hindsight, I see that he
was unable to diagnose my condi-
tion. I got a new doctor that was in a
group of doctors with a neurologist.

I didn’t know I’d need one, but I was
glad to find out that the neurologist
was well versed on TM. She was
great.

For a few years, I had been going to
college and also working, so I was
proud to graduate! I received my BS
in Human Services in 1997 and was
diagnosed with TM six months later.
I used my degree working at the lo-
cal Public Broadcasting Station in
Topeka. I was working when I no-
ticed low back pain would start in the
middle of the day and get worse until
I went home. With rest at home and a
night’s sleep, I was okay in the
morning. Then the next day, it
would start all over. I had that for a
little more than a week.

In my job as volunteer coordinator, I
got the newsletter ready in the studio
for the volunteers to address and code
for a mailing. This morning, it was
extremely hectic, because [ was in
charge of getting the food ready for the
volunteers. I noticed my right foot
wouldn’t move when [ walked out of
the big doors leading to the studio and
I fell. Then, my leg started working
again, so I didn’t think about it any-
more. Later, I got a call that my
mother was sick and had been air
evacuated to a hospital in Wichita.
My husband picked me up so we could
see Mom in the hospital. That night,
we stayed in a motel, and the next day
I could hardly walk. Ihung onto rails
along the halls and my husband for
support. We told Mom we had to go
and would see her soon. My husband
said we better get you home and to a
doctor. It was Friday. We went to the
emergency room, and the doctor there
saw I could hardly walk. He said, “It
must be your sinuses.” He actually
sent me home with sinus medicine!

Besides the lower back pain and not
being able to walk, I had bands of
muscles which tightened painfully
across my chest and waist. Then, they
would loosen and tighten again. I had
nerve feelings, like burning, prickling,
and itching. Ihad an appointment
with my medical doctor on Monday,
so we waited over the weekend. I
walked at home by hanging on to the
furniture. When I went to my ap-
pointment, the doctor took one look at
me and made arrangements for me to
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be admitted to the hospital. The neu-
rologist ordered an MRI, and it told
the tale right off the bat. My spine had
inflammation in it. She ran all the
tests and diagnosed me with TM. She
put me in critical care, so they could
check on me while I got IV steroids.
The neurologist didn’t want the TM to
affect my blood pressure or breathing.
It was close! She took an MRI of my
head, and said it showed I did not have
MS.

I got better fairly fast and went to the
rehabilitation floor. I started to walk
with a walker and was able to go
home. I had a lot of weird prickling
and itching feelings in my arms. I
took Baclofen for spasms in my legs. |
learned later the herb Wood Betony
can be taken for spasms if you need
extra spasm control. Also the herb
Scullcap is good for TM and MS
symptoms.

Three months later, I relapsed. We
think it was brought on by a tetanus
shot my regular doctor seemed to think
I needed. When I got home from the
hospital this time, it wasn’t as easy to
come back. Ihad a lot of fatigue. It
was harder to use the walker, etc. 1
didn’t get a chance to recover from the
first relapse before it happened again.
I got gastritis which made my system
even weaker, and I relapsed again
while getting a colonoscopy. There
was an infection in my colon, and it
was bleeding. I landed in the hospital
again. This was the third bout with
TM, and it completely took my legs.
The neurologist tried plasma pheresis,
and it brought me down so far [ almost
died. Iremember there was an angel
in my intensive care room that was
taller than the ceiling!

They put me in an ambulance, and |
was sent to KU Medical Center in
Kansas City, KS. I was put under the
care of a specialist who was the pro-
fessor of my neurologist in Topeka.
After I got another round of steroids,
she put me on Betaseron. It worked

really well! I was really on the
mend. My daughter and I worked
hard for six months, so I could have
a physical therapist come to my
house two times a week. My daugh-
ter and grand daughter came every
day, and a friend was with me to give
my daughter time off.

Then comes Devics disease. I had
low vision in one eye and pain, so I
went to my eye doctor. He said optic
neuritis was what he suspected. He
sent me to an ophthalmologist, and it
was optic neuritis. After lots of tests,
he gave me some steroid eye drops
which cleared it right up, but the in-
flammation had killed part of my op-
tic nerve. There were places on my
optic nerve that were gray where
they should have been pink. Then,
another problem came later. The
steroid drops produced a steroid cata-
ract. I had the cataract removed.
That eye doesn’t see as bright colors
as it should, because it has those
dead spots on the optic nerve. I only
had one optic neuritis attack.

On my next appointment, my hus-
band and I told the neurologist about
my eye, and she said, “I was wonder-
ing if your eyes would be affected,
you have Devics syndrome.” I had
no idea the inflammation of my optic
nerve was related to TM. If I had
known that, I would have seen her
about it. I probably would have been
warned not to use the steroid eye
drops so long.

After two years of hard work, I was
walking and going up stairs to the
patio with my walker! I was looking
forward to the summer! My bladder
function came back, and I was going
to be rid of the catheter! I had taken
Betaseron for almost two years, and
it was working so well. It quit work-
ing, and I had another relapse right
before the summer. Everything was
lost. I was numb, weak, and para-
lyzed again; even my hands. I got
better and went home still on the Be-

taseron. My husband asked the doctor
if we should change medicine. She
said, no, it will be okay. I relapsed.

Then, she put me on a leukemia-type
chemotherapy for almost two years,
and I haven’t had a relapse since. [ am
now taking a Copaxone shot once a
day and there have been no relapses.
It is so nice not to relapse! Iamin a
wheelchair, and I am on a ventilator at
night and oxygen during the day. |
have bowel and bladder dysfunction
and spasms in my legs and lower
torso.

I wish this last demyelination hadn’t
happened, so I could move my legs.
But, I can do so much with my upper
torso. It is great to have that much. I
am a painter. I love to oil paint and
show my paintings. [ belong to the Art
Guild. I love the computer and e-mail
all my friends and family. I talk to my
daughter by e-mail every day. I also
have friends who are with me every
day while my husband goes to work.
My e-mail address is
bonniebrickhouse@worldnet.att.net
Please send me your e-mail address. If
you have any questions, I would love
to hear from you.

My Journey
Isobel (Bel) Forster
Western Australia

My journey begins in November,
1958. 1 was 11 years old. Prior to No-
vember, 1958, I recall only twice, on
different days, (and how far apart I
don’t remember) shooting pain up and
down my spine. I didn’t even mention
it to my parents. Iignored it, because
at school we were practising for the
faction sports. Iloved running, and |
wanted to beat my friend who was al-
ways a bit faster than me. [ wanted the
gold ribbon! On this particular day, af-
ter school had finished, my friend who
lived next door, asked me to go with
her to the local butcher shop for her
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mother. It wasn’t far, only about 3
blocks, so we walked. I remember
getting this terrible pain in the middle
of my chest, and then “underneath”
each rib cage. Thinking it was just
“stitch” or “indigestion,” I kept going.
In the butcher’s I sat down, and re-
member doubling over; the pain was
so bad. When I got home I told my
Mum who told me to go and lie down
until dinner time and she would see
how I felt then. This was now about 4
PM. The next thing | remember is
when I was called for dinner and |
said, “I can’t walk and have no feeling
in my legs!” My eldest sister naturally
thought that I was playing games, and,
unbeknownst to me, pinched my leg.
Of course, [ didn’t respond! I was
paralysed from the waist down.

I had no other symptoms, only the odd
two pains in the spine, the “stitch,” and
then the paralysis. My parents called
our local doctor who came and advised
that I should be taken to The Princess
Margaret Hospital for Children as it
seemed serious. That night is a bit of a
blur. I do remember, however, being
given a spinal tap to ascertain whether
it could have been poliomyelitis, but as
I had the vaccines at school, it was not.
The spinal tap was very painful. After
that, I remember lying in bed with
screens around me, and lots of doctors
and nurses looking, talking, asking
questions, prodding and poking! It
was frightening and horrible. After the
first day, because of the paralysis, I
couldn’t urinate. So, I had to have a
catheter. Gosh, how embarrassing
that was for an 11 year old! Sometime
over the next few days, I had x-rays
taken, I guess to see if I had any spinal
cord damage or if it was broken. Being
totally paralysed from the waist down,
the examinations over those first few
days and week were continual. I was
like a guinea pig on display, with
viewing and tests, more viewing, more
tests! All they knew was that I had
nerve damage. So, they called it
“polyneuritis.”

I don’t recall how many days after
the tests, but in their wisdom, the
doctors decided to put my legs in
half plaster casts from behind the
knees to the ankles! Supposedly, this
was done to keep me straight and to
avoid any spinal damage! This
meant, of course, being sponged of-
ten to avoid any bed sores. To a
young child this was all bewildering,
unnecessary, and inconvenient. Who
wants plaster casts? [ wanted to go
home! After a few weeks, the doctors
decided that the casts were of no
benefit, so they were removed.

The weeks ticked by, and it was
heading towards Christmas. [ was
still paralysed with no feeling in both
legs. I still had this “tube” draining
into a bottle under the bed and all the
embarrassment and inconvenience
that comes when you can’t use your
bowels normally. I wanted to go
home, even for the day, but the doc-
tors refused. So, I spent Christmas in
the hospital away from my parents
and family, and my dog, Suzie. Oh,
don’t misunderstand me, I remember
the staff doing their best to make it a
happy and great day, but it wasn’t the
same! My parents were wonderful
though, trying not to show how wor-
ried they were. My father never
missed a day’s visit. He even used to
come to see me during his lunch
hour, catching the train to the nearby
station and walking up to the hospital
just to make sure his “baby” was be-
ing looked after.

Six weeks had now passed, and then
one day, when my school teacher,
Miss Fletcher, came to visit, I moved
one of my right toes! She had been
asking me all these questions, and I
said “I can’t move” (demonstrating
that I couldn’t lift my legs). Then,
low and behold, I wriggled my toe!
Great excitement was instant and the
nurse was called. Another demon-
stration was done! Wow, I had some
movement; finally, tiny, but so sig-
nificant. From what I recall, pro-

gress was happening, but slow at first.
As the days passed, I tried desperately
to wriggle a few more toes. Forcing
and willing myself, more toe move-
ment and then very slight movement
came in the right leg. Movement in
the left toes and leg then began to hap-
pen as the days passed. This was en-
couraging for not only me and my
family, but the nursing staff was ex-
cited, too. Following that simple
movement, I gradually was able to
stand for a few moments. But [ had no
balance; exactly like a baby learning to
balance and walk for the first time. |
still had lack of temperature sensation,
and only the faint feeling of touch to
my legs and feet. But this meant now
I would start physiotherapy, which
would hopefully help towards some
sort of recovery and home. Now I
longed to go home, to be with my par-
ents, sister and my dog, whom [
thought may have forgotten me by
now!

Physiotheraphy commenced at the
hospital, and after becoming mobile
enough to stand unaided and to take a
few simple steps, I was allowed to go
home. I still had the bladder and
bowel problems, but that was nothing
we couldn’t handle and worry about at
home. Let me out of here! Naturally,
I had to attend the hospital for regular
physiotheraphy. I still had numbness
in my legs. I was beginning to get
some more feeling back; I could tell
the difference between sharp and soft
pin pricks, also to touch and some sort
of difference between hot and cold.
Even to this day, this sensation is not
normal and my feet are super sensitive.
Weakness of bladder and bowel re-
mains.

My recovery, once I got home, was
good. My parents had an old pram,
and I used to be taken out in the back
yard by my dad. I would use the pram
for support and slowly walked up and
back the pathway. Strange, this path-
way led to the outside toilet we had in
those days! Up and back every day un-
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til, eventually, I could let go and walk
by myself. Progress was so good, that
when school commenced in February,
1959, 1 was able to ride my sister’s
two-wheeler bike to school! This was
close to three months from the onset of
the illness to being able to walk un-
aided; almost normal, if you like, but I
couldn’t run at all. No gold ribbons!
Still had a bit of a gait, but what the
heck, I was walking around. However,
school had its problems. I was in my
last year of primary school (year seven
here in Australia). The girl’s toilets
were so far away and I couldn’t always
make it. [ remember leaving a puddle
under my chair one day in class. Of
course, the other children thought this
was funny. Not me! I also had to leave
school on certain days when the hospi-
tal bus would pick me up and take me
to physiotheraphy. High school was
better, because my parents sent me to a
private girl’s school, and the girls and
teachers were more understanding.
Recovery by now was good. I went to
work, married and had two children. I
even got my manual driver’s licence.

Strange though, my parents never
came forth with any suggestions, nor
did any medical person, as how best to
handle the bladder and bowel prob-
lems. I don’t even know if in those
days there were incontinence pads. For
several months after [ went home, my
parents toted me from one doctor to
another, to see if there was any cure.
But, of course, there wasn’t. 1 learnt
to live with it, with all its inconven-
ience, frustrations and embarrassment.

Fortunately, since I made a good par-
tial recovery, I can tell if I need to go
to the toilet. Straightaway though; no
waiting! Being young, too, perhaps
worked to my advantage in my recov-
ery. I could control my bladder for a
minute or so, which gave me time to
make it most times to the toilet. How-
ever, my bowel doesn’t work in my fa-
vour that way. When the sensation
comes, | have to “hightail” it. I have
always carried a bucket and loo paper,

etc, in the car for emergencies. [
used to be able to do “my business”
in the back of the car, in the middle
of a crowded car park, and no one
was the wiser! You learn some
tricks and how to cover up when you
have lived with it for so long. With
my back now, that is not possible.

The biggest achievement came after I
was married. We were living in a
small country town and I was asked
to join the tennis club! I couldn’t. I
couldn’t run; how could I play ten-
nis! The ladies said that’s not a
problem. As long as I played dou-
bles, they were happy to run all over
the place and get the extra exercise!
How good was that? So, I got my
mum’s old wooden tennis racquet
and was away! Over time, | became
a good tennis player, played on the
net and developed quick arm re-
flexes. I also played badminton until
about 8 years ago, but gave both
away, because I found being at the
back courts too far from the loo! 1
took up bike riding to stay active and
keep my legs going. This activity |
enjoyed. But 12 months ago I had to
give that away, too, in case I fell off,
because my legs are getting weaker
all due to my spine.

There has never been another case,
as far as I know, here in Western
Australia and up to November 2003.
I had never come across anyone who
had this “polyneuritis.” Most people
don’t have a clue what [ am even
talking about when they asked me
about my illness. In all the 45 years
not one of my family doctors looked
or queried my illness any further, or
suggested I see a neurologist! Also,
because | made such a reasonable re-
covery and knew that there was no
cure, I never pursued it further my-
self. I finally asked to see a neurolo-
gist because I was having problems
with my arms and my left leg and
foot on cold days. They felt like ice.
I knew this was from lack of circula-
tion, but I thought there maybe an-

other problem. I have always had the
sensory touch syndrome, and the prob-
lem with balance. I can trip over my
own feet. It’s a wonder with all the
falls over the years; I did not break my
kneecaps or a leg. I was never able to
run, and my walk has always been
with a gait, because my left leg was
weaker than the right and a bit shorter.
I suffer with the nerve twinges or
pricks; not constant, or every day, but |
do have them.

My walking began to deteriorate very
slowly about seven years ago. I was
having more backaches, too. So, I
started to use a walking stick for sup-
port and balance. I also use a pronged
walking stick for extra balance. Then
about five years ago, I found walking
long distances was an effort, so I in-
vested in a manual wheelchair. When
I needed to go shopping or anywhere
which involved long walking, my hus-
band pushed me in the wheelchair.
Two years ago, | was finding the pres-
sure of any walking was putting lots of
pressure on my lower back and spine,
which is now shaped like an “S.” So,
now to help myself, I use the wheel-
chair full time. I can only stand for a
few minutes and then my legs begin to
feel weak and I feel pressure on my
back. Sleeping is also disturbed be-
cause of my spine. Rolling over in bed
is difficult and I have to manually roll
myself, because my legs are like dead
weight. Due to the lack of circulation,
I now have a “dead spot” on my left
heel. This has a burning sensation
when I lie with my heel on the bed.

To stop it developing into a pressure
sore, I wear a lambskin half boot. It
does relieve the pressure, but because
the outside is like “suede,” it sticks to
the sheet, and I have to manually lift
my leg if I am turning over. Satin
sheets have been the suggestion, but at
this point, we haven’t tried them. Satin
pyjamas help.

I have now invested in an electric
scooter to give me more independence
in and out of home. I am fortunate that
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I can still do my own personal shower-
ing and dressing. [ am able to walk up
to about 12 steps with the aid of a
stick. This means I can get in and out
of bed and do personal grooming, etc.
Simple manual chores around the
home like cooking, sorting laundry,
and dusting I do from the wheelchair.
We have help with the vacuuming and
mopping of the floors. My husband
has retired and is a full time carer, do-
ing cooking and what he can to help
me in the home and shopping. X-rays
of my hip and back show my spine has
a bad “S.” My spine is deteriorating
and basically has “had the bomb.” It is
tilting forward and in time “may”
pinch the nerves. [ have a problem
now with two discs in my neck, which
gives me a burning sensation some-
times. This is an indication that a
nerve is being pinched by the discs
closing. This is all from years of
walking with the unusual gait and the
jarring from all of the falls. When I
stand or walk, I am like the leaning
Tower of Pisa! I swim every week,
which is about the only physical activ-
ity I can do, and I have physio on a
regular basis to prolong my little mo-
bility.

Depending on my arms for support all
these years, and using the wheelchair
has now created problems. I suffer
with sore shoulders and my wrists are
showing signs of early carpal tunnel
syndrome, which affects my sleep be-
cause of the numbness. Fortunately, I
don’t have this problem during the
day! I visited a neurologist for this
complaint, and it was during this con-
sultation he examined me further and
diagnosed Transverse Myelitis. How
grateful for small mercies!

After being diagnosed with Transverse
Myelitis (T5), I accepted this new
name for my illness and that there now
was some easy description and expla-
nation, but no cure. I didn’t pursue it
any further for about three weeks, until
one day I got on the internet and typed
in “transverse myelitis.” Bingo!

There was The Transverse Myelitis
Association website and in black and
white the description of the illness,
the symptoms, the lot! All of these
relevant to me! I couldn’t believe it
and to find that I am now not totally
alone with this illness. It was a bit
emotional too after 45 years. [ am
now 56 years old. As yet, [ do not
take any painkillers, I have never
suffered with pain as an ongoing side
affect; only infrequent pain in my left
hip for a period last year, and back-
ache on and off over the years. The
only medication I take at this point is
Celebrex for inflammation of the
joints. Iuse probanthene for my
bladder and I take that on a need ba-
sis. When home I don’t take them,
but if away or out for the day, I take
them to reduce the need to constantly
go to the toilet. Ask me where any
of the public toilets are in town, and |
can tell you! They work well but the
side effect leaves you with a dry
mouth, (so I carry a bottle of water
and sip) and if used regularly, then
you end up with constipation! I
guess we can’t have it both ways!

Now it is a matter of keeping mobile
for as long as possible. Taking each
day at a time is all we can do. It has
been great to make contact with The
Transverse Myelitis Association and
finally finding other people who
have my illness. We all have such
different stories and yet have the
same illness. All TM sufferers’ sto-
ries have touched me. Lots of you
have problems worse than me.

On a final note, I have received some
gold ribbons, but not from running! I
took up pastel painting for a hobby,
and have received some prizes and
sales, too. My new gold ribbon is
my 14 month old grandson, watching
him grow, and being with my hus-
band, two daughters and son-in-law,
who help me all they can.

I thank Sandy, the President, for en-
couraging me to write my story. |

have made contact with Errol White,
who is a sufferer himself here in Aus-
tralia, Steve Alderton, whose baby son
has TM, also in Australia. Hopefully,
I will have contact with some of the
other members, too, in the future.
Have courage and do what you can
when you can.

Devic’s Disease
Cheryl A. Gervase
Cincinnati OH

The first time a physician said, “You
may have MS,” I automatically said, “I
can’t have MS. I have lupus. You
can’t have both.” Was I in for a sur-
prise.

I was diagnosed with lupus in 1994,
shortly after the birth of my first child.
I was experiencing painful joints and
began a regimen of low dose predni-
sone. I had always been very active
and healthy. Two weeks after the birth
of my second child, I experienced
daily vomiting; sometimes up to ten
times a day. After insisting on an en-
doscopy, (my family doctor suggested
post-partum depression), [ was diag-
nosed with gastroparesis or paralysis
of the stomach. This was my first case
of paralysis, and it lasted for four
weeks.

I continued to see my rheumatologist,
and after about a year, I noticed some
numbness in my abdomen and left leg.
I also felt intermittent burning on my
chest. At times it felt like a painful
sunburn. I saw a neurologist and had a
MRI, but it was inconclusive.

In 1997, we moved from Texas to Cin-
cinnati. It was a stressful time. The
kids were ages one and four, and I was
starting a new job. I woke up one
morning feeling as though someone
had hit me hard in the eye. My vision
rapidly deteriorated. Within three
days, I was referred to the Cincinnati
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Eye Institute and diagnosed with optic
neuritis. I remember a doctor saying,
“You might not have lupus. You
might have MS.” T later discovered
that a small percentage of lupus pa-
tients do develop MS. It was frighten-
ing, and I went on my first round of IV
steroids. My vision improved slightly,
but never did return to normal.

Halloween of 1999 I noticed that my
gait was unsteady. I had to hold onto
my son while we trick-or-treated just
to keep my balance. I was now taking
neurontin and prednisone, and seeing
both a rheumatologist and neurologist.
My rheumatologist decreased my
prednisone dosage, and immediately
the chest burning and left-sided numb-
ness returned, accompanied by intense
pain. My MRI of the brain was nor-
mal, but the spinal MRI showed a le-
sion in my cervical spine. By mid No-
vember, I was again on IV steroids and
had two spinal taps, both of which
were normal. My neck hurt and [ was
having spasms on the left side of my
body which were also very painful.

Over the weekend, I began having in-
tense chest pain. It felt like someone
was stabbing an ice pick into my heart.
When it subsided, the pain came
through my back. By Monday I could
no longer walk or move my arms. An-
other MRI revealed that the lesion was
“enhancing,” or that inflammation was
present in my spinal cord and brain-
stem. There were still no lesions in
my brain, and my spinal tap was nor-
mal.

I was admitted to a tertiary care facil-
ity and given IV steroids again. [ was
told that there was little hope for re-
covery. IfIdid survive the night, I
would not regain the use of my arms
or legs. My family gathered at the
hospital. My children were brought in
to see me. Seeing my kids gave me
the determination that I would get
through this. My priest visited and
anointed me with oil and gave me ab-
solution. As a devout Catholic, I took

great comfort in praying the rosary
and asking for G-d’s grace. I was so
scared.

The next morning I awoke and had
some movement in my legs. I could
not feel them, nor could I feel my
arms. I could move my left arm
slightly. They call this “altered pro-
prioception,” or not knowing where
you are in space. | was given a
walker and a physical therapist
strapped a belt around me to catch
me if I fell. I watched my feet and
said, “left foot, right foot, walker,” as
I shuffled down the hallway.

I spoke with my neurologist by
phone and she was shocked to hear
that I was walking. She gave me an-
other new term: Devic’s Disease.
This includes optic neuritis and
plaques in the spinal cord, but not in
the brain. It does not respond to the
traditional MS drugs.

My doctors have called my recovery
“remarkable” and “miraculous.” It
took about 18 months to recover my
fine and gross motor function. In the
beginning, I couldn’t feed myself or
blow my nose. I couldn’t raise my
arms to wash my hair, or turn a page
in a book. It took 45 minutes just to
get dressed. Tying my shoes was so
frustrating. After being discharged
from the hospital, I spent some time
at a rehab facility. After that I had
out-patient PT and OT for four
months.

I still experience pain in my neck and
left shoulder, and stiffness in my left
hand. At night my left leg has
“burning pins and needles.” But |
feel very fortunate to be able to walk
and have normal bowel and bladder
function. My medications include,
Neurontin, Imuran, Prednisone, Nor-
triptylline, and Zanaflex. My biggest
battle is with fatigue.

Today, I am able to work part-time
as a home health nurse. I am the

busy mother of two boys, ages eight
and ten. I have a very supportive fam-
ily who really helped me out when I
needed it most. They also knew when
to just sit and listen, and when to back
off and let me do things for myself. I
feel very fortunate to be alive.

Devic’s Disease
Jaime Liles
Rockton IL

My name is Jaime Liles. I am 48
years old. When [ was 44, I was diag-
nosed with TM. My initial symptoms
included tingling in the hands and legs,
and inability to walk properly. I was
unable to wash my hair, dress myself
and prepare my food due to pain and
tingling sensations. I then went to a
world-renowned medical center. At
the center, they told me I was hysteri-
cal and to go home. After a year or so
of fear, struggles and pain the symp-
toms calmed down and I was able to
walk almost normally. This lasted for
about a year. Then I had a recurring
episode and was also diagnosed with
Devics. This time my symptoms in-
cluded more buzzing and needle-like
feelings from my feet to my knees and
in my hands. Devics is the diagnosis I
was given after an eye exam that
showed a lesion on the optic nerve.
This was done after I mentioned hav-
ing bouts of blurred vision. At that
point, I was petrified. I was so fright-
ened of every new buzz, tingle or pain.
I was sure [ would become totally in-
capacitated. [ wanted to call my phy-
sician every time something changed
in my body, every time my eye
twitched or I had an increase in symp-
toms with the tingling or problems
walking. I wanted an MRI every week
to monitor what was happening with
me. [ was so scared [ would not catch
the lesions in time to prevent them
from growing so big that [ would be-
come paralyzed. It was at this time
that my neurologist prescribed intrave-
nous steroids. I took this course of
steroids over a period of ten days as an
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outpatient. However, I did stay with a
friend during these ten days and I rec-
ommend this, because it was very trau-
matic and painful.

After living with one bout of TM, I
could not believe I had to live with it
again and with Devics on top of it. |
could not find much information on
Devics or TM until I heard of the 2001
symposium in Baltimore at John Hop-
kins Hospital. I flew to the sympo-
sium and met many wonderful people
and physicians. [ was so freaked out
about the TM and Devics that [ was
thinking of ending my life. While at
the symposium, I met a physician who
told me that people with TM have a
high rate of suicide. These diseases
are just so frightening and life chang-
ing. At that point, I received help for
my depression and was better able to
manage my life.

Now, my TM symptoms have de-
creased again and the Devics has got-
ten only a bit worse. I still become
scared when the weather changes and
my symptoms increase suddenly or if
my eyes suddenly get blurry for a day.
I get this rush of fear running through
my body and have to tell myself to
calm down, wait a couple of days, see
how the symptoms go. I have to tell
myself not to call the physician, not to
run and make appointments. Luckily,
these flare ups are temporary at this
point. I have learned to keep my
scheduled appointments, take my
medicine as prescribed and keep my
depression under control. Now, when
my vision gets blurry or I have odd
pains in my legs or arms, I just wait it
out.

Lastly, I feel it would be disingenuous
if I did not mention how important I
believe my faith in Jesus Christ has
been in my healing and sense of well
being. Doctors and medication have
served their purpose but beyond that I
needed prayer and the ability to turn
this over to Christ.

‘Do not fear: you are of more value
than many sparrows’ (Luke 12:7).

‘Jesus said, ‘Don’t be afraid any
longer; only believe’ (Luke 8:50).

Recurrent Transverse Myelitis
Yolande Major
Lachine, Quebec Canada

When I was first diagnosed with
Transverse Myelitis and told there
was a 15% chance of reoccurrence, it
never occurred to me that it would be
my case. But 5' years have passed
since I was offered these odds, and 1
have since had ten attacks. I can no
longer deny that I have Recurrent
Transverse Myelitis.

It first started at the end of Septem-
ber 1998. I had had a major backache
for about a month. There was no re-
lief from anti-inflammatories, and
other symptoms began to appear.
First, there was the loss of control of
my left knee, and then difficulty
voiding and constipation and, finally,
numbness began to spread through
my left leg to below my breasts.

When I called my family doctor, he
told me to go to the emergency. He
agreed with my choice of the Royal
Victoria Hospital, as the Montreal
Neurological Institute (MNI) is right
across the street from it. He had as-
sumed it was a neurological problem.

After some time at the emergency, |
was transferred to the MNI in the
evening. The next morning I had a
MRI. The radiologist could see ‘a
shadow’ at the T8-T9 level, but it
wasn’t clear what it was. In any case,
I was treated with IV Solumedrol for
five days. The backache went away
and I gradually started walking bet-
ter. I was kept in the hospital for
more tests and consultation with
other doctors. Some thought it could

be a lymphoma or a sarcoid infection.
I was checked from A to Z to see if
there were any signs of cancer. Fi-
nally, I had a biopsy of the spinal cord
(major operation) and only after that
did I get the diagnosis of Transverse
Mpyelitis. I had insisted on getting the
biopsy as [ didn’t want to go home not
knowing what I had. Recovering from
the surgery and the burning pain and
spasms in my legs took a few more
months.

But after that [ was walking normally
and felt I had almost a complete recov-
ery. Then in May 1999 my left leg
started giving me problems again. I
was hospitalized a few days later at the
MNI. By that time my leg was com-
pletely paralyzed. Again I was treated
with solumedrol and more tests fol-
lowed. The MRI showed a shadow
from C4 to T7. All other tests came
out negative. Ten days after admission,
spasms and burning pain started again.
But other than that, I gradually re-
gained control of my leg. I should
have gone into a rehabilitation centre,
but as I had sold my house, I only had
three weeks left before moving. Thank
goodness I had a lot of help.

I will spare you the details of all of the
other reoccurrences. On a few occa-
sions, I was tested to see if it had be-
come multiple sclerosis, but it hasn’t.
Only on one occasion did I lose con-
trol of my right leg. Of course, there is
some loss of feeling in both legs, but
my right leg is still quite strong.

For about two years now, I have burn-
ing pain in both legs and that occurs
daily. It’s worse by night time. I can
still walk with a walker, but my endur-
ance level is low. Stairs are getting
more and more difficult to handle.
Where I live, there are 15 steps to go
to the garage. Since I’ve had my car
adapted, I don’t want to deprive my-
self of that facility. I will be moving
sometime in July to a senior apartment
as [ am 69 years old. This way, I hope
to keep my autonomy as long as possi-
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ble.

Since my diagnosis has not changed, I
am no longer hospitalized at every re-
occurrence. | go to the day centre at
MNI where I receive the first treat-
ment of solumedrol. For the other
days, I can do it at home with the help
of a nurse from the local community
services.

It’s been a while since I’ve had an
MRI, so I can’t really tell if my demy-
elination occurs each time. The last
time was in November 2002 and it
showed damage from T1 to T6.

Over the past 5% years, [’ve tried dif-
ferent treatments to prevent reoccur-
rences. First, there was Rebif, but I
didn’t react well to that, so it was
stopped after a couple of months.
Then, cyclophorphamide, a form of
chemiotherapy, once a month, to
weaken my immune system. After
five treatments, I had another attack.
So, that was stopped, too. Since Febru-
ary 2003, I’ve been on immunoglobu-
line. It seemed to be working, but at
the end of December, I had another at-
tack and another one ten weeks later.
So, now I will have a treatment every
four weeks.

I’'m lucky that I have a good neurolo-
gist who is easy to talk to and who will
always return a call. And the MNI is
certainly the best place in Montreal for
this kind of problem. I wish I knew
what triggers these reoccurrences. |
know stress was involved at the begin-
ning, as well the backache, but cer-
tainly now that is not the case. The
biggest cause of stress in my life now
is this disease.

I get a lot of support from family and
friends, as well as from my support
group for MS patients. Generally, my
morale is quite good. It’s lower when
I’m too tired.

Will there ever be a cure for this dis-
ease and others like it? Certainly,

that’s what we all hope for!

Yolande Major

340 Boul Hymus, apt.107
Pointe-Claire, Quebec HOR 1G8
Canada

(514)782-1267

Granny - Theresa Ollivierra
Guzman Reece

The Surprise Disease

Giselle M. Pierre-Nicholls

Diego Martin Trinidad West Indies

My grandmother was born the fifth
of six children, on March 14th 1917,
in Belmont, Trinidad. Trinidad is the
southernmost Caribbean island and
situated off of the coast of Vene-
zuela. She lived her whole life of 86
years in various parts of north Trini-
dad, Woodbrook, Cocorite, and
Diego Martin. She worked as an ac-
counts clerk. She was married and
had two children. Her husband died
when she was 37. She later remar-
ried and was 58 when her second
husband died.

Around May 1986, my grandmother,
then 69, started complaining of a
weakness in her knees. None of us
knew the seriousness of what was in
store. Her doctor at the time dis-
missed it as a sign of getting older.
At 15 I did not question this verdict.
A few tests were done, but none
showed anything was wrong.

In August 1986, she awoke one
morning and could not get off the
bed. All family members were in dis-
belief. How was this possible? I re-
member holding her hand and trying
to get her up. The thought of just
waking up one morning and not be-
ing able to get off the bed seemed so
incredible.

By this time we had switched doc-
tors. More tests were done. None
were conclusive for any disease we

knew. Eventually, her GP diagnosed
Acute Transverse Myelitis. “What on
earth was that?” The words “no

cause ... no cure” are certainly embed-
ded in my memory. I hope I am re-
membering correctly here; we were
told it was a sort of relative to multiple
sclerosis, i.e., a nervous system disor-
der. Later, we learnt that the shingles,
which she contracted in early adult-
hood, may have been a related factor.
This was new territory, not just for us,
but for our doctor, as well. He had
only heard of two cases of TM in
Trinidad before my grandmother’s
case.

Overnight, seemingly with no explana-
tion and little warning, my grand-
mother had lost all feeling and func-
tion from her 10" vertebrae down-
wards. Basically, from just under her
breasts, down to her toes; in effect,
rendering her paralysed and inconti-
nent.

Granny did not think she would live
much longer. She wasn’t told this; it
was an assumption she made. She cer-
tainly did not think she would be bed-
ridden for 18 years. She never wanted
to go out, for a range or reasons, and
mostly because of the embarrassment
of the catheter. I think, too, she knew it
was difficult, as public places are still
not disabled-friendly. After 69 years
of being self sufficient, she felt that
she was a burden to everyone. She re-
ceived physiotherapy for a number of
years. She eventually stopped it after
about 10 years due to the expense and
the fact that she could not see any con-
crete results. My mother gave up her
job soon after the TM was diagnosed,
because nursing care was too expen-
sive. All family members helped with
her care. Granny had no feeling in her
legs, but they would kick up in the air
on occasion. I think it was routine
spasms caused by nerves seeking a
connection to the brain as described by
Christopher Reeve in his autobiogra-

phy.
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I shall refer to my grandmother as ‘T’
in the rest of this article as that is what
her GP fondly called her after years of
being his patient.

From about five years before her death
in 2003 she stopped writing and
watching TV and started forgetting
things. She had problems seeing due to
an unrelated problem, which was irre-
versible. Her hearing also deteriorated.
All of her friends, brothers and sisters
and even her physiotherapist, who
were all healthy and walking around,
died long before her. In the last two
years, conversation was very difficult.
Her language turned into what I can
only describe as “geriatric language” -
the old version of baby language.

Perhaps with more knowledge of the
disease at home; advanced facilities to
deal with her deteriorating hearing and
sight; advanced facilities for persons
with disabilities; perhaps with this, her
life would not have been as limiting as
what she experienced.

Our family always found it interesting
that this very rare disease which af-
fects 1 to 5 per million population, af-
fected two people that lived on the
same street in a country with a popula-
tion of about 1.2 million. Reading the
TM magazine has been very informa-
tive and I think the provision of mem-
bers’ details can be very helpful as it is
an opportunity to link up with some-
one in your area who has the same ex-
perience and so share knowledge and
support. Thanks to the TMA.

On behalf of my grandmother, thank
you to Aunty Elma, Ian, Alison,
Tonya, Mark, Shastine, Sharaine, her
doctor, who always managed to make
her smile, and others who contributed
to her care. Thank you most of all,
Granny - Theresa Ollivierra Guzman
Reece - for showing me how to remain
good natured whilst coping with ad-
versity.

Recurrent Transverse Myelitis
Marcille Pollack
Ann Arbor, MI

Well, here I am doing something that
I thought that I would never do; shar-
ing my experience with you about re-
current TM. It all started in Septem-
ber 1997 when I had my first epi-
sode. I was having back pain which
worsened in the middle of the night
and [ was also bothered by constipa-
tion. When I started to lose my right
leg, I decided to see an internist. She
could not determine what was wrong
with me and made an appointment
with a neurologist for that same day.
After the neurologist examined me,
he said that it was urgent that I be
checked into the University of
Michigan hospital. An MRI was
scheduled for that night. The MRI
showed lesions at T7-T11.

I was given IV SoluMedrol for three
days followed by a prednisone taper.
I had three more MRI’s on the lum-
bar and thoracic spine and the brain.
I also had three spinal taps. Since I
had recently been in New England
and there was a possibility of Lyme
disease, an infectious diseases doctor
was called in and he put me on cepo-
taxime by IV for two weeks. A
neuro-oncologist was also called in
and he ordered CAT scans of the
chest, abdomen and pelvis to rule out
a tumor on my spine. A brain stem
auditory evoked potential and a vis-
ual evoked potential were normal.
The diagnosis was idiopathic trans-
verse myelitis which I had never
heard of before. I had walked into
the hospital on my own and left two
weeks later with a wheelchair,
walker, bedside commode and ankle-
foot orthotic (AFO). My hospital
stay was followed with approxi-

mately six weeks of physical therapy.

By the end of the therapy, I was able
to walk with a cane. I had another
MRI in December and was able to
walk into the room on my own. 1|

was also driving, swimming and was
enrolled in a yoga class for seniors. I
thought that [ was home free; after all,
I was told that TM was monophasic!

In February 2000 my husband and I
drove to south Florida to visit my
brother. We were there two days
when I felt the symptoms reappear in
my right leg. I was able to get an im-
mediate appointment with a neurolo-
gist at the Cleveland Clinic Florida.
After the exam and an MRI, I was
checked into the Cleveland Clinic hos-
pital for five days of IV Solu-Medrol
and another spinal tap. After three
more MRI’s, which showed the lesions
at the same level as the previous le-
sions, a tumor was again suspected as
being the cause of the TM. After a
week, I was transferred to Holy Cross
hospital for intensive physical therapy.
Most of the patients were recovering
from hip and knee surgeries and the
PT’s had never had a patient with TM.
The PT’s were super and the food, es-
pecially the desserts, was great for
hospital fare. I was there a month be-
fore returning to Ann Arbor where I
continued physical therapy and
checked in with a neuro-oncologist.

My third episode occurred barely a
month after I returned from Florida. I
had another MRI which showed le-
sions at the T3-T4 levels. I was given
another three days of IV Solu-Medrol
as an outpatient followed by a predi-
sone taper. This was followed with a
thoracic myelogram, lumbar puncture
and a CT myelogram. No abnormal
defects were found that would suggest
a neoplasm or arteriovenous malfor-
mation. The spinal cord and roots were
found to be normal. Isaw Dr. Kerr at
Hopkins in July at which time [ had a
spinal angiogram to rule out the 5%
possibility that a spinal fistula may
have been overlooked in the myelo-
gram. No evidence of a spinal fistula
was found. So I was back to idio-
pathic and back to physical therapy.

I have progressed from a wheelchair to
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a walker to a cane. [ don’t use any
aids in the house. I use a cane for
walking outside. I very seldom use a
wheelchair. I use the bedside com-
mode at night as my legs become
numb when I sleep and I don’t want to
stumble going to the bathroom. I have
hand controls on my car, but don’t
drive very often. I leave the driving to
my husband as I probably couldn’t
manage solo trips. I do experience
neuropathic pain and have tried vari-
ous medications, such as baclofen and
pamelor (nortriptyline). I have been
on neurontin on and off, and I am cur-
rently in the on stage. I have seen Dr.
Kerr twice. I had a mild setback in Au-
gust 2000 and Dr. Kerr suggested to
my neurologist that I go on imuran
(azathioprine) which is an immuno-
suppressant. | was on imuran from
August 2000 to February 2003 with no
more episodes. There are some unex-
plainable small blue cells in my CSF
(spinal fluid). Dr. Kerr says that he
has not seen this in other TM patients’
CSF.

This has been an incredible journey
that I would rather not have taken. I
am grateful that I live in Ann Arbor,
Michigan which has a first rate medi-
cal school and teaching hospital. I am
also grateful to the Gilmurs’ founding
the TMA, Jim Lubin, Sandy, Dr. Kerr
and all the others who work so dili-
gently for the TMA. What would we
have done without them?

Devic’s Disease
Margherita Wang
Redlands CA

Like many of my fellow TM patients, |
had never heard of this illness before I
was stricken in July 1999. I also met
with confusion and frustration as my
doctors tried to deal with my sudden
change from healthy person to one
paralyzed at T-7 level. My attending
neurologist said I had some form of
“myelopathy.” He did put me on IV

steroids and ran many tests, includ-
ing MR, spinal tap, etc. An internist
on the staff finally said I had TM.

Meanwhile, my son, who is a physi-
cian in Seattle, found out on the
internet that there existed a Trans-
verse Myelitis Association and that
they were going to have their first
meeting in August. He attended the
meetings and from what he had
learned, thought that a plasma ex-
change might help me. However,
shortly afterwards, I began to regain
some movement, so my neurologist
decided not to pursue the plasma ex-
change. I was discharged on August
16™ and went home with a walker
and wheelchair.

Little did I know then that more trou-
bles were coming my way. In early
October, less than two months later, I
started losing my vision. It first felt
like a veil was being drawn over my
left eye. My husband immediately
took me to the ophthalmologist who
could not find any problem. Within
five days, my right eye was also af-
fected, and I woke up blind and terri-
fied on October 13™. My son had
been doing his own research, and
called to ask my doctors about
“neuromyelitis optica.” Back to the
clinic and hospital for more exams
and tests. [ was admitted and given
IV steroids for three days. My inter-
nist felt so sorry for me that he rec-
ommended I talk to a psychiatrist. It
was comforting but weird talking to
someone whose face I could not see.

My son flew down and asked my
neurologist if I could have a plasma
exchange. On October 18" T had my
first of five daily plasma exchanges.
Now my doctors and my son were
busy looking up all they could about
Devic’s as that is what they decided I
had. It seemed that the only pub-
lished study of treatment for Devic’s
was done by Mandler, Davis, and
Kornfield (Ann. Neurology 1993;
34:162-8). The patients in this study

were given Azathioprine (Immuran)
and Prednisone.

Miraculously, I slowly began to see;
first, only shadows, outlines and dark
colors, then, shapes, sizes and, finally,
subtle color differentiation. The
plasma exchange had left me anemic,
so my doctors waited until mid-
November to put me on Azathioprine
(100 mgs/day) and Prednisone (10
mgs/day). Ironically, I had to change
neurologists to achieve this new medi-
cine regimen, because my former neu-
rologist still claimed I had
“myelopathy.” Since then, my new
neurologist has tapered the prednisone
to five mgs/day and kept the Azathio-
prine the same as when I started. He
thinks I am doing well on this dosage.
He examines me every 4-6 months, at
which time blood tests (liver function
and hemoglobin) are also done.

Although I walk slowly and awk-
wardly with the help of a cane, and
have daily sporadic spasms and nerve
pain, I am grateful for the amount of
recovery that [ have had. And, [ am
most appreciative of the support of my
family, friends and The TM Associa-
tion whose website and newsletters are
full of valuable information and re-
source material. [ would like to take
this opportunity to express my heart-
felt thanks to Sandy Siegel et. al. for
all of their hard work!

The TMA does not endorse any of the
medications, treatments or products re-
ported in this newsletter. This infor-
mation is intended only to keep you in-
formed. We strongly advise that you
check any drugs or treatments men-
tioned with your physician.
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Rare Neuroimmunologic Disorders Symposium
The Johns Hopkins Project Restore and The Transverse Myelitis Association

The Science Program was held on Au-
gust 19-20, 2004. The concurrent
Clinical Program took place on August
19-22, 2004. The 2004 Rare Neuroim-
munologic Disorders Symposium drew
the leaders in both the research and the
clinical care of patients who have the
neuroimmunologic disorders of the
central nervous system. The science
and clinical program presenters were
truly exceptional. There were approxi-
mately 100 scientists and physicians
who attended the symposium. There
were approximately 150 people from
the patient population who were in at-
tendance. About three-quarters of the
people from the patient community in-
dicated that they were meeting some-
one else with their condition for the
first time during the symposium. For
all of these people, people with the
conditions and their caregivers, the
symposium was an overwhelming
emotional experience. The scientists
had the opportunity to share their re-
search and clinical experiences. The
patient population heard presentations,
which summarized this research and
directed the information toward a lay
audience. Learning about the impor-
tant strides that are being made in this
research is a critical component of the
great hope our community is able to
feel for the future.

The clinical program was attended by
physicians and medical specialists who
received CME credits through Johns
Hopkins, as well as many people from
the patient community and their care-
givers. The program represented a
comprehensive and thorough discus-
sion of the spectrum of neuroimmu-
nologic disorders, including TM, re-
current TM, ADEM, and Neuromye-
litis Optica. Special attention was also
given to the differences between adult
and pediatric cases and treatments of
these disorders.

August 19 — 22,2004 Baltimore, Maryland

The presenters provided the audience
with an excellent introduction re-
garding the anatomy of the central
nervous system, and also offered an
excellent description of the immune
system. There were two full days de-
voted to presentations covering all of
the symptoms, which are experi-
enced with the neuroimmunologic
disorders. Each presentation pro-
vided an explanation of the physiol-
ogic cause of the symptom, and then
offered the full range of symptom
management options that are avail-
able for that particular set of symp-
toms. The presentations also in-
cluded an extensive treatment of the
socioemotional, psychological, and
familial issues which surround hav-
ing these neuroimmunologic disor-
ders.

In addition to the formal presenta-
tions and the question and answer
segments of these sessions, there
were numerous opportunities for the
patient population to interact with the
physicians and scientists. All of the
meals were shared in one large ban-
quet room, and the physicians, re-
searchers, patients and caregivers
were mixed at the tables. Our ex-
perience has been that these interac-
tions are among the most important
events that take place at our sympo-
sia. These interactions help to hu-
manize and personalize the diseases
for the researchers and physicians.
These are highly emotional and
poignant experiences for the medical
professionals and can also provide
tremendous motivation and purpose
for their work. The patient commu-
nity derives tremendous benefit from
these interactions, as well. There is
wonderful catharsis derived from be-
ing able to share their experiences,
and they have the opportunity to seek
information about their own cases

from the professionals who have the
greatest understanding about their rare
conditions. The patient population re-
ceives great emotional support and
hope from these discussions with the
medical community.

On Saturday afternoon, at the conclu-
sion of the formal clinical program
sessions, there were two sets of break-
out sessions held in which the patient
and caregiver population was provided
the opportunity to have group discus-
sions led by a professional expert. The
topics covered in these sessions in-
cluded, returning to work and school,
pain management, managing sexual
dysfunction, treatment of depression,
treatment of spasticity, and positive
growth in the face of adversity. One
of the physiatrists from our Medical
Advisory Board also held a wheelchair
clinic in which he offered personalized
guidance to patients who attended. Fi-
nally, the entire Sunday morning pro-
gram was devoted to a discussion and
question and answer session between
the patient and caregiver community
and the TMA Medical Advisory
Board.

The Transverse Myelitis Association
currently has more than 5300 members
from every state in the United States
and from more than 80 countries
around the world. Due to the costs in-
volved in travel and the economic dev-
astation surrounding having a serious
illness and disability, most of our
membership is not able to attend our
symposia. Our Association is devoted
to providing information and educa-
tional opportunities to ALL of our
members around the world. All of the
clinical presentations were videotaped
during the symposium. The sessions
will be posted on our web site as
streaming video. In addition to the
streaming video, all of the handouts
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and the presenter’s powerpoint presen-
tations will be available on our web
site as pdf files. There is also stream-
ing video available of the welcoming
speeches, the keynote speeches during
the banquets and the ceremonies and
dedications that took place during the
symposium.

All of this information may be ac-
cessed through our web site by click-
ing on the link symposia and work-
shops from the main page; or you can
go directly to:

http://www.myelitis.org/rnds2004

Numerous photographs from the sym-
posium are also available on our web
site. We are so grateful for all of the
work that Jim does to make this infor-
mation available to our community
and to the physicians and medical pro-
fessionals who have an interest in the
rare neuroimmunologic disorders. We
would also like to thank Winston, Mi-
chelle and Chris Powell from Tullyvi-
sion for the excellent work they per-
formed taping the symposium and pre-
paring the materials for posting on our
web site and for distribution to our
members.

Ordering Symposium DVDs

TMA members can order DVDs of the
symposium from Tullyvision. The
TMA is not making any profit from
the sale of the DVDs; their distribution
is solely for the purpose of offering
this critical information to our mem-
bership.

The order form has been included with
the mailing of this newsletter. The
form may be mailed or faxed directly
to Tullyvision. You may also fill out
the form electronically at our web site
(http://www.myelitis.org/rnds2004),
and then email the form to Tullyvision.

The 15 DVDs that make up the com-
plete symposium set may be ordered
for $100 or the DVDs can be ordered

individually for $8 each. The con-
tents of each DVD are identified on
the order form. The complete set of
DVDs is packaged in an album. Re-
gardless of whether you order the en-
tire set or one DVD, the shipping and
handling cost is $6, if you are order-
ing from within the continental US.
If you are ordering from outside of
the continental US, please email
Tullyvision directly in order to re-
ceive your shipping and handling
costs. Their email address is identi-
fied on the order form. Payment in-
formation is also specified on the or-
der form. If you have any questions
regarding the ordering or shipping of
the DVDs, please get in touch di-
rectly with Tullyvision.

Welcome Address: Sandy Siegel

Good morning and welcome to the
Rare Neuroimmunologic Disorders
Symposium.

The Transverse Myelitis Association
made a commitment to bring our
members together as often as possi-
ble for the purpose of providing in-
formation and support. We know
that having a rare disease can be a
very isolating and frightening experi-
ence. There is tremendous emotional
benefit from being able to share with
others who intimately understand
your experiences. No one can quite
comprehend what you have been
through as well as the other people
who are in this room. These meet-
ings also provide us with the impor-
tant opportunity to offer you infor-
mation about your condition, as well
as the latest management strategies
to treat your symptoms. We know
that you will leave here on Sunday as
better and more informed advocates
for your medical care.

I am very grateful for the physicians
and scientists who are attending the
symposium this weekend. We are

very excited about what you are going
to be learning from each other through
your presentations and your informal
discussions. Your interest and your re-
search on the neuroimmunologic dis-
orders give us great hope for the fu-
ture.

The TMA and Johns Hopkins TM
Center made a concerted effort to in-
vite physicians and medical profes-
sionals who are treating people with
TM, ADEM and Devic’s disease. We
have also promoted the symposium to
emergency physicians. For those who
have come to learn, we are apprecia-
tive of your being here. We know that
you will take away valuable informa-
tion from both the presentations and
from your interactions with the people
from our very special community.

On Sunday, July 29" 1994 at 5:30 in
the evening, Pauline fell over to the
floor with excruciating back pain and
was immediately and completely para-
lyzed from the waist down. Her life,
my life, and our children’s lives, were
changed forever. Our experience with
TM was like your experience. We got
Pauline to an emergency room. The
ER physicians, after hours and hours
of tests, concluded that her symptoms
were psychosomatic. It wasn’t until
they finally realized that she was un-
able to urinate that a neurologist was
called in. The neurologist wasn’t sure
what was going on, but he understood
enough to get Pauline on a high course
of IV steroids. There was a week of
numerous medical tests in the hospital
and then the diagnosis of TM. As with
all of you, we had never heard of it,
and didn’t know anyone who had it.
Pauline was admitted to Dodd Hall,
the rehabilitation facility at Ohio State
University. Pauline remained at Dodd
for almost two months. She came
home in a wheelchair. We still had no
information about TM. We were anx-
ious and concerned, primarily because
we were ignorant. And being so igno-
rant made me angry.
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A few months after Pauline got home
from the hospital, we found Deanne
Gilmur. Deanne was interested in
starting a support group for people
with Transverse Myelitis. Her daugh-
ter had developed TM at the age of 18
months. I offered to get involved.
That was ten years ago.

The Transverse Myelitis Association is
celebrating its 10th anniversary. Our
work is dedicated to helping people so
that, to the extent possible, they do not
have to go through what we went
through when Jim, Katie, Pauline,
Paula, Debbie and Stephen got TM.
Ten years ago, there was no network,
there were no support groups, there
was no TMA web site, there were no
newsletters, there were no symposia
and workshops, there was no internet
club or bulletin boards, there was no
medical advisory board, there was no
Johns Hopkins TM Center, and there
were no specialists in TM. There was
almost no research on TM.

How life has changed for a person
with TM in the past ten years. Ire-
ceive phone calls almost every day
from a recently diagnosed person who
is searching for information. I am of-
ten called by a family member of a
person who is still experiencing the
acute onset of TM. They are looking
for information about treatment and
where they can find the best medical
care. While I am talking to these peo-
ple, it is never lost on me just how dif-
ferent our lives would have been if
Pauline and I would have been able to
make that phone call while she was in
Riverside Hospital or Dodd Hall. We
had no one to talk to and there was no
information available about TM. The
physicians often seemed as confused
as we were.

When people hang up the phone after
our conversations, they aren’t feeling
great. But I know that the TMA has
done a great deal to stem the ignorance
and these people know that they are
not on their journeys alone.

When [ say that the TMA is celebrat-
ing our 10" anniversary, I must qual-
ify my use of the word celebrate.

My work for the Association is a
day-to-day experience filled with
sadness, frustration, helplessness and
grief. There are so many tragedies
and there is so much suffering. I
mourn daily for those who have lost
their lives or for those who have
taken their lives. I grieve for those
who have lost the ability to breathe
on their own, or have developed pain
so horrible that physicians have not
found a way to treat it, or who fight
to have dignity in the face of losing
control of their bladder and bowels.

I suffer with those who have lost
their ability to move or to walk and
have lost some or all of their inde-
pendence, or with those who have
lost the emotional and sexual pleas-
ures they shared with their partner, or
who are depressed and can’t seem to
find a way out of their darkness and
are resistant to seeking the help they
so desperately need. I grieve for
those who have lost their ability to
work, or have lost their ability to
play, or have lost their homes, or
who suffer through their illness with-
out health care insurance or without
medication or adequate medical care.
And I suffer most with the children
who get TM and with their families.
There has been so much pain and
suffering surrounding what we

do. The heartache is sometimes just
overwhelming.

In some ways, I feel like this all
started yesterday. And in some
ways, it feels like we’ve been at this
for 100 years.

But there are also huge triumphs and
joys on this journey. And that’s just
how it is with life. Lots of nachas
and lots of tsoris. Joy and sor-

row. The grand cosmic balance.

The TMA has accomplished so much
in the past ten years. In January
1997 the TMA had 187 members.

Today, we have more than 5000 mem-
bers from every state in the United
States and from more than 80 coun-
tries around the world. We have sup-
port groups all over the globe. The of-
ficers of the TMA and the support
group leaders are all volunteers. It is
just an amazing and dedicated group
of people. I want to thank all of the
officers of the TMA for the incredible
work they perform every day for our
community.

Debbie Capen, Paula Lazzeri, and
Stephen Miller. Debbie, Paula and
Stephen do the work of the Associa-
tion when they are not working at their
jobs, or taking care of their families or
attending to their homes and their
lives. They also do the work of the
Association while they are dealing
with all of the complicated and diffi-
cult health issues they have from TM.

The only full time worker in the TMA
is Jim Lubin. I would like to offer
special thanks to Jim. At the age of
21, Jim suffered an inflammatory at-
tack at the C1 C2 level of the spinal
cord. Jim is a full quadriplegic and
ventilator dependent. Except for some
return of sensation, Jim has experi-
enced no recovery. Jim is the heart
and soul of the TMA. He works every
single day of the year maintaining and
expanding the web site, seeking infor-
mation and finding new ways to share
information; finding new and creative
ways for us to communicate with each
other, and searching for new ways to
raise awareness and to raise funds.

We have 5000 members because of
Jim. Jim is in my mind and heart
every day of the year. Even though he
will not be in these rooms with us over
the next four days, his presence will be
felt by me and by everyone who has
been so profoundly touched by his
goodness, his kindness and his caring.
We love you, Jim!

I want to thank the Medical Advisory
Board for being here today and for all
of the work you do for our community
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throughout the year: Chuck Levy,
Joanne Lynn, Doug Kerr, Greg Bar-
nes, Leslie Morrison, Jim Bowen,

Adam Kaplin, Frank Pidcock, and Chi-

tra Krishnan.

We are so grateful for the counsel and
guidance you provide to the Associa-
tion, but we are most appreciative of
the excellent medical care you provide
to the people in our community. We
have the most wonderful group of phy-
sicians in our Association. They are
excellent doctors, but they are first and
foremost kind and caring human be-
ings.

I also want to offer special thanks to
Doug Kerr and Chitra Krishnan. Doug
very directly and most profoundly has
changed the lives of everyone who has
TM or will have TM in the future
when he started the Johns Hopkins TM
Center.

Thank you, Cody and Shelley Unser.
No one has done more to make the
world aware of TM than Cody, and
she is tirelessly dedicated to improving
the quality of life for everyone in our
community. Having gotten TM as a
teen, it would have been perfectly un-
derstandable for Cody and her family
to completely focus in on their own
needs. Instead, Cody found a way to
look beyond her own issues and
opened her heart and her spirit to our
entire community.

I would like to thank all of the support
group leaders from around the country
and from around the world. There are
so many members who regularly de-
vote their time and energy to holding
fundraisers for the TMA — to raise
money and to raise awareness about
TM. I thank all of you. The parent
group is totally amazing! And I want
to offer them special thanks. How
they find the time and the energy to
get involved with fundraising in addi-
tion to the challenges they face in
meeting the needs of their children is
just remarkable to me.

Cathy and Dan Dorocak, Jack and
Joanne Callahan, Jeanne and Tom
Hamilton, Darian and Amy Vietzke,
Pam and Morgan Hoge

When an infant or young child gets
TM, these are the parents who I de-
pend on to provide support to the
families who are facing the most dif-
ficult experience they will ever en-
counter in their lives. They do this
work with such sensitivity, empathy,
and care. Thank you so much for be-
ing there for me and for being there
for other parents and children who so
desperately need you.

I want to thank my beautiful wife,
Pauline. Pauline is involved in all of
the work that I do. When the phone
rings, more often than not, Pauline is
the person who answers the phone.
She gives so much of herself. And
she gives all of you me. Thank you,
Pauline. I love you!

And I want to remember Joyce
Booth. Joyce died this year. Joyce
was a dedicated advocate for the TM
community and was the support
group leader in Mississippi. When
we lost Joyce, we also lost our Mis-
sissippi TM support group. Joyce
has again reminded me just how
fragile life is and just how much the
TMA depends on the generosity of
people to do our work.

So in remembering Joyce and in re-
flecting on the remarkable accom-
plishments of the TMA, I do say,
“L’chaim — to life.” Life is good.
There is much to celebrate. What a
journey!

We have so much work to do. The
journey sometimes seems so daunt-
ing. But I never forget - ever - who |
am on this journey with. I am so
blessed to have all of you in my

life. We are all so blessed to have
each other.

Keynote Address: Paula Lazzeri

Hello everyone. It is wonderful to be
here with all of you. Over the past
weekend, it has been great to spend
time with my old friends, and it has
been wonderful to make new friends
with so many of you. We all share a
very special bond.

No matter where we come from or our
backgrounds, we all share some life
changing experiences. If you have
Transverse Myelitis or ADEM or De-
vic’s disease or Optic Neuritis, [ un-
derstand what you have been through.
I can relate to the experiences you’ve
had. We can share these experiences
in words, and by sharing we can help
each other feel better, or we can just sit
with each other in silence, and we will
both know and understand. We do
have a very special bond.

I have had Transverse Myelitis for 25
years. | was a happy, healthy 12 year
old girl. I was very athletic and had
been involved in gymnastics since I
was three years old. I had hopes of
one day making the US Olympic team.
It was around the time my parents
were considering private training that
my life was about to change.

One morning in 1979 I woke up with
extreme back pain. It was so bad that
my parents took me to the emergency
room. The doctors said that it was
probably just a pinched nerve, and
they sent me home later that morning.
They said that I would be fine. By the
time I got home, my knees began to
buckle, my balance was off, and the
pain in my back was horrible. No one
in my family could believe that any-
thing was seriously wrong with me as
we had just returned from the emer-
gency room. [ laid down trying to rest
and stay calm and I felt a wave of pa-
ralysis go from my feet to my neck. In
less than one day I went from running
around and doing cartwheels to be-
coming a C 6-7 paraplegic bound to a
wheelchair. The same doctors that had
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seen me early that morning were there
to see me paralyzed that afternoon, and
I believe we were all shocked, scared,
and confused. It took a month before
my parents, family, and I heard the
words Transverse Myelitis.

The time before I received the TM di-
agnosis was agonizing for me and for
my family. I was only able to see my
family through a glass window, be-
cause the doctors were afraid that I had
something that was contagious. I en-
dured many tests. I repeatedly asked
the doctors and nurses, “Am I going to
die?” No one would respond to my
question. It was a frightening time for
my family. It was a terrifying time for
me.

We finally heard the diagnosis, Trans-
verse Myelitis. The diagnosis did not
clarify for us anything about what had
happened to me. We were just sur-
rounded by uncertainty and we had no
idea at all what the future held in store
for me. I felt like I was totally alone
on a deserted island.

Through the support and encourage-
ment of my family, I decided early on
that I was not going to let Transverse
Myelitis and my symptoms defeat me.
I refused to accept the admonition
from my doctors that I would always
need help, that I would never walk, or
that I would not be able to do anything
for myself or that [ would lead the life
of a normal woman. The struggles
were varied and frequent, occasionally
painful, always frustrating, and at
times filled with tears.

My family was always full of determi-
nation not to let these ideas get the
best of me. Their love and their nur-
turing carried me through many diffi-
cult times. They believed in me, and
they helped me to be able to believe in
myself. My brothers and sisters did
not treat me like an invalid. I was
given no special treatment. My broth-
ers would play football in the living
room when my parents weren’t home.

As I couldn’t play with them, I
would tell them that I was going to
tell our Mom and Dad on them as
soon as they got home. My brothers
would push me in my chair into the
corner of the room, nose first, and
would wedge tennis shoes behind my
wheels so that I couldn’t move.
Okay, not very nice but I survived.
Plus I knew my Mom would serve
her brand of justice when she got
home.

I once heard a football coach say,
“You are never a loser until you quit
trying.” I understand that concept
and I agree with it wholeheartedly.

I have pushed on through four major
spinal surgeries, three of which
failed. The fourth was finally a suc-
cess. | had a full spinal fusion to
handle the scoliosis that I had devel-
oped after getting TM. I have en-
dured the months and months of
separation from my family while I
lived at Children’s Orthopedic Hos-
pital in Seattle with only short visits
to home on the weekends. I tried to
keep my determination in tact while I
fought for my rights and the rights of
other young people in the hospital.
We wanted to be treated with dignity
and with respect. The staff at the
hospital was treating all of us like in-
fants, and it was demoralizing and
disheartening. The results of my ef-
forts were that the hospital instituted
some major changes regarding its
policies impacting young male and
female patients and their needs.

I persevered through three years of
high school. While pushing my way
across the campus, I suffered a col-
lapsed lung. Those were three years
of very sore palms and battered feel-
ings. Those were three years of very
few friendships and very limited ac-
cess to school functions. High
school can be a difficult experience
when you look and act just like eve-
ryone else. It can be excruciatingly
difficult when you look and act dif-

ferently than everyone else.

I had it in my head and heart that I was
going to walk across the stage to re-
ceive my high school diploma at
graduation. [ worked really hard with
my physical therapist. There was
blood, sweat and a river of tears, but
the final result was that with the aid of
a walker, I took 15 steps across the
stage and accepted my diploma from
the hand of the principal. It was truly
one of the most satisfying moments of
my life. I went into high school quiet
and trying to blend in but left it with a
bang! I still see fellow students and
their families every now and then who
tell me what an impact that made on
them that day.

I went on to college and graduated
with a degree in business. I have
worked as a tax accountant for the past
15 years. Working has also had its ups
and downs but by far the experience
has been worth it. Not long ago I
gained a nick-name from my co-
workers. I recently got a new wheel-
chair and for the first time I had the
seat set at an angle. I was not used to
the way it was balanced. While deliv-
ering files one day, I ran into a cubicle
wall and flipped over backwards.
Thankfully, a coworker that sat close
by came to my rescue. I felt totally
helpless and embarrassed, and I shed
more than a few tears. I was morti-
fied. A few minutes after the fall, I
talked to Sandy about it. He helped
me to dust off my ego and we had a
good laugh about it. I moved on and
tried not to look back. My coworkers
now call me “Flipper.” I made the
mistake of sharing the story with my
husband and son and the new nick-
name has now traveled home and to
my church.

Twenty years ago [ met the man of my
dreams. We have been married for
over 17 years. He is an incredible hus-
band who is sensitive, romantic, and
devoted to me, always making me feel
beautiful and successful. Our decision
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to have a family was another milestone
in my life. With the help of a high risk
OB we forged ahead blindly for there
was no information that existed medi-
cally on pregnancy and TM. I call my
11 year old son, Jesse, my little mira-
cle baby because he is just that! Moth-
erhood has been so rewarding, not al-
ways easy, but I’d never do it any
other way.

I have served as the treasurer for the
TMA the past ten years, I drive my
own van, I take care of my home, and |
love to play and watch sports. I sit
snow ski but will never be a Picabo
Street. I play tennis but will never be
a Serena or Venus Williams. I ride a
hand-powered bike but will never be a
Lance Armstrong.

I believe we can accomplish anything
we set our minds and our hearts to do.
If you are willing to work hard at it,
and to believe in yourself, and main-
tain a positive attitude, and remain fo-
cused on your goals, you can reach for
and achieve your dreams. I have suc-
ceeded because I won’t give up. Pi-
cabo Street or the Williams Sisters or
Lance Armstrong cannot outdo my de-
termination and perseverance; they
cannot outdo my spirit and my heart.

I have come to believe that if this had
not happened to me, [ would likely
have gone on as a healthy, happy hu-
man being but perhaps never fully re-
alizing the blessings that were truly
mine. Today I am thankful for the use
of my hands, my eyes, my ears, my
mouth, my mind, and my heart. My
parents tell me I had an extrasensory
smile before I got sick and that I never
lost my smile through it all. People re-
act to my smile. I intend to keep that
smile throughout eternity, so get used
to it.

That smile reflects my attitude about
life. I have had to face many chal-
lenges in my life. I have had to endure
numerous physical and emotional
hardships. But my positive attitude

and my sense of hope for today and
the future have never been dimin-
ished. My life is good, because I will
have it no other way. My life is
beautiful, because I choose to see life
this way. We cannot control all of
what happens with our bodies, and
we cannot control what goes on in
the world around us. But we do con-
trol how we think about and feel
about ourselves and our families and
the world we live in. And it is all
good; life is very very good.

My extended family is always sup-
portive and ever close to me, as you
see in my sister Donna who is here in
Baltimore with me. Love you,
Donna. My TMA family has fast be-
come a huge part of my life. There
are several people here Sandy, Deb-
bie, Stephen, Doug, Adam, Chitra,
Heather, and Drema to name a few
who mean the world to me and get
me through life with TM. I cannot
forget to mention one person who is
not here, Jim Lubin, who is an amaz-
ing person. His philosophy is “When
life isn’t the way you like it, like it
the way it is, one day at a time.” He
is so inspiring to me and to everyone
who knows him. [ am so privileged
to be able to see Jim and Helena and
to spend time with them.

I am constantly blessed by a heav-
enly father who took this broken clay
vessel and reshaped it into the
woman | am today and continues to
use me to reach others who need to
hear what we can all become with
His love and with our own minds and
hearts and spirits.

I’d like to end with a favorite verse
from the bible. “Consider it pure joy,
whenever you face trials of many
kinds, because you know that the
testing of your faith develops perse-
verance. Perseverance must finish its
work so that you may be mature and
complete, not lacking anything.”

Children’s Art Dedication i

The Transverse Myelitis Association
made a presentation of artwork to the
Johns Hopkins TM Center during the
symposium in Baltimore. The follow-
ing speech was made by Sandy Siegel
at the dedication.

The Transverse Myelitis Association
advocates for adults and children
around the world who have Transverse
Myelitis. About twenty percent of the
34,000 people in the United State who
have TM are children. Children as
young as six months of age get TM.
The symptoms of TM are caused by an
inflammatory attack and demyelina-
tion in the spinal cord; there are multi-
ple causes. Most of the infants who
get TM are impacted high on the spi-
nal cord, and their symptoms tend to
be severe. The children with TM suf-
fer from paralysis, bowel and bladder
dysfunction, and other neurological
symptoms. Some of the children with
TM are ventilator dependent.

The TMA held a Children’s and Fam-
ily Workshop in Columbus, Ohio in
July 2002. For almost all of the chil-
dren with TM and their brothers and
sisters, the workshop was their first
opportunity to meet other children who
have their condition. Children with
TM face special challenges in their
lives, as do their families. Having a
rare disease can be a frightening and
isolating experience. The TMA works
diligently to help these children and
their families by providing network-
ing, information, emotional support
and encouragement. TM is a devastat-
ing illness. Many of these children be-
come paralyzed before they have even
had a chance in life to take a first step.

While the children suffer significant
physical disabilities, they inspire all of
us with their intellects, their emotional
strength and their positive spirits.
These children are incredibly bright
and are filled with hope for their fu-




Page 62

The Transverse Myelitis Association

tures. During the course of the work-
shop, the children created a beautiful
piece of art with the guidance from an
art therapist, Lori Stralow Harris. This
beautiful work of art reflects the crea-
tivity, the hopes and the courage of
these children. Their minds and hearts
serve as a constant reminder to all of
us of the strength and resilience of the
human spirit. These are truly remark-
able and special children.

The TMA is proud to have this won-
derful work of art displayed at the
Johns Hopkins Medical Center. The
Johns Hopkins Transverse Myelitis
Center is the only center of excellence
in the world dedicated to medical care
and research for people who have TM.
More people with TM are seen at the
JHTMC than at any other medical in-
stitution in the world. It is only appro-
priate that the children’s creation
should be available for the majority of
the TM community to enjoy and ap-
preciate. It is our great hope that the
positive and hopeful spirits possessed
by these children and reflected in their
art serve as an inspiration for the entire
TM community and for everyone at
the Johns Hopkins Medical Center
who sees it.

Chitra Krishnan Awarded The
Transverse Myelitis Association
2004 Distinguished Service
Award

The award was made at the sympo-
sium in Baltimore. The following
speech was given by Sandy Siegel at
the award ceremony.

A woman in Europe who was diag-
nosed with transverse myelitis in the
mid 1990s is experiencing a serious re-
currence of symptoms. She goes to
the hospital, but the physicians are un-
certain of the cause her exacerbation.
They send me their medical records. I
send the records to Chitra. Chitra

takes over. She has all of her medical
records reviewed at the Johns Hop-
kins TM Center and then initiates a
dialogue between Dr. Kerr and the
physicians in Europe who are treat-
ing this woman. The woman re-
ceives a diagnosis of MS. Chitra
then follows back with me so that |
have information to communicate to
the patient and her family.

There is a little boy in the United
States; 18 months old and just two
days from the onset of TM. He is to-
tally paralyzed from the neck down
and on a ventilator. The parents get
in touch with me and I call Chitra
and give them the parent’s cell phone
number. Chitra calls the parents who
are at the hospital and begins the co-
ordination of care for this little boy
between his pediatric neurologists
the Johns Hopkins TM Center.

I am getting the newsletter ready for
publication and I need articles from
three physicians at Johns Hopkins. 1
call Chitra and ask her to help me ex-
tract the articles. Chitra works with
these people all day. She sees them
working from early in the morning
until late at night and seven days a
week. They are constantly juggling
the demands of caring for patients,
teaching, doing rounds and research;
and every once in a while, these peo-
ple try to see their families. I ask
Chitra to begin to hound these people
for my articles; the articles that they
have no time to even think about, let
alone write. But she does. In her
very diplomatic and charming way,
she cajoles and hounds until I have
my articles for the newsletter.

I want to publish an article that was
previously published in a medical
journal; Chitra, contacts the publish-
ers for me so that I can get permis-
sion to reprint the articles. I am
working on a research project and
have hundreds of concepts that need
to be categorized for coding. I send
Chitra the files to review and to help

me develop into meaningful catego-
ries. Chitra spends hours and hours
doing this review and sorting for me.

Chitra is not employed by me or the
TMA, but Chitra is on call for our
community seven days a week. I call
her at the office all day long. I call her
on Saturday nights and I call her on
Sunday mornings. She never answers
the phone, “Oh, crap, it’s you.”

Chitra never says no. Chitra does run
away to Bombay on occasion, but she
never says no.

Chitra serves the TMA and the TM
community in so many ways. Her im-
pact and her service to our community
are truly extraordinary. I know that
when Chitra came to the Johns Hop-
kins TM Center, she was thinking she
was taking employment at a job. The
idea that Chitra is working at a job has
long since disappeared. Chitra’s work
is about her ideals, her values and her
heart. Chitra isn’t about making a liv-
ing. Chitra has joined the crusade. I
can see it in her eyes when we are talk-
ing about a sick child, or an adult who
is suffering with severe depression or
with horrible pain. I hear it in her
voice when we are sharing our disap-
pointments about not being awarded a
grant for a study or for one of our
workshops.

Her enthusiasm for her work is about
the people. She loves the people in the
TM community — the people who have
TM, their families, and the medical
professionals who care for this com-
munity. It would be difficult to find a
person as bright and creative as Chitra.
It would be difficult to find another
person who is as highly motivated as
Chitra. It would be a challenge to find
another person who is as organized
and as good a communicator as Chitra.
But it would be absolutely impossible
to find another person who brings the
heart and spirit that Chitra brings to
her work.




The Transverse Myelitis Association

Page 63

Chitra does work for the Johns Hop-
kins TM Center. She is a wonderful
researcher. She is an exceptional
writer and speaker. She is incredibly
well organized. She has an amazing
ability to communicate with people
with sensitivity and kindness.

Chitra does it all. She works tirelessly
for the Johns Hopkins TM Center and
the TMA.

There is no way to measure her contri-
butions in hours worked, or grant ap-
plications prepared, or studies con-
ducted, or articles written, or patients
cared for, or symposia coordinated, be-
cause while this is all of what Chitra
does, what makes her so special is not
what she does, but how she does it.
Chitra does this work, because she
loves what she’s doing, and more im-
portantly, she loves who she is doing
this work for.

Chitra has worked for over a year to
prepare for this symposium. She has
been involved in the coordination of
every detail of the work from develop-
ing the program agendas, to inviting
the presenters, to applying for funding,
to negotiating the hotel contract, to ar-
ranging travel plans, to ordering meals.
It is an absolutely enormous job that
requires tremendous time and effort to
do well. And Chitra only does things
well.

The Transverse Myelitis Association is
proud to have Chitra on our Medical
Advisory Board. We appreciate Chi-
tra’s very generous contributions of
her creativity, skill, experience and in-
tellect to the very challenging medical,
social and emotional issues that sur-
round our community. And most of
all we are grateful for Chitra’s devo-
tion and care and love for our commu-
nity.

We love you, Chitra, and we are
pleased to award you with the first and
the 2004 TMA Distinguished Service
Award.

The Transverse Myelitis Association Named Recipient of
Christopher Reeve Paralysis Foundation Quality of Life Grant

The Christopher Reeve Paralysis
Foundation (CRPF) awarded to The
Transverse Myelitis Association a
$10,000 Quality of Life Grant.

CRPF awarded a total of $779,321 in
Quality of Life Grants to 126 organi-
zations nationwide as part of its 2004
first funding cycle of the Quality of
Life Program.

The Quality of Life grants program
was conceived in 1999 by Dana
Reeve. Reeve, Director of the Chris-
topher Reeve Paralysis Foundation
and founder of the Christopher and
Dana Reeve Paralysis Resource Cen-
ter, started the program with the goal
of helping people living with dis-
abilities in the ‘here and now.’
Grants are awarded to programs or
projects that improve the well-being
of people living with paralysis, par-
ticularly spinal cord injuries. Fund-
ing is awarded twice annually in thir-
teen categories, including: accessibil-
ity, advocacy, arts, assistive technol-
ogy, children, counseling, education,
employment, health promotion, inde-
pendent living, practical services,
sports and recreation, and therapeutic
riding.

“For the first time in the history of
this program, we have awarded over
$775,000 in one cycle which will di-
rectly improve the quality of life for
not only those living with disabili-
ties, but their loved ones and caregiv-
ers as well,” said Dana Reeve.
“When we first launched this pro-
gram, | was thrilled to be able to
award 20 nonprofit organizations. I
never imagined that within five years
we would be able to fund over 125
groups.”

Health Promotion grants, a special
category of Quality of Life grants,
are funded through a cooperative

agreement with the Centers for Dis-
ease Control and Prevention. Funding
is awarded to non-profit organizations
that address the needs of people living
with paralysis caused by spinal cord
injuries and other injuries, diseases
and birth conditions that result in pa-
ralysis. Health promotion grants strive
to remove societal and environmental
barriers that limit the abilities of indi-
viduals living with paralysis to partici-
pate in life activities. Participation in
these activities improves physical and
emotional health and prevents secon-
dary conditions for persons living with
paralysis. Health promotion grants to-
taled $386,421 and were awarded to
50 organizations.

The Transverse Myelitis Association
and the Johns Hopkins Transverse
Myelitis Center co-sponsored the Rare
Neuroimmunologic Disorders Sympo-
sium. The Health Promotion Quality
of Life grant was used to support this
symposium. The primary goal of the
symposium was to bring together pa-
tients with rare neuroimmunologic dis-
orders, professionals who provide
medical treatment and care to this
population, and basic and clinical sci-
entists who specialize in research on
these disorders. The symposium pro-
vided a unique approach and an excep-
tional opportunity to foster communi-
cation and the sharing of information
between the significant members of
the neuroimmunologic community.

According to Dr. Siegel, President of
The Transverse Myelitis Association,
“There are considerable benefits to be
derived from bringing together these
groups who possess a variety of per-
spectives and experiences but who
share very fundamental and common
goals: a better understanding of these
rare disorders, the improved quality of
life for this community of people, im-
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proved treatments for these disorders,
and ultimately a cure for these neuro-
immunologic disorders. This sympo-
sium represents a major step in achiev-
ing all of these goals.”

The Christopher Reeve Paralysis
Foundation (CRPF) is committed to
funding research that develops treat-
ments and cures for paralysis caused
by spinal cord injury and other central
nervous system disorders. The Foun-
dation also vigorously works to im-
prove the quality of life for people liv-
ing with disabilities through its grants
program, paralysis resource center,
and advocacy efforts. For more infor-
mation about the CRPF Quality of Life
Program or to read about the 2004
grant recipients please visit
www.ChristopherReeve.org.

sharethecaring

National Family Caregivers Month

Share the Caring As We Celebrate
National Family Caregivers Month

National Family Caregivers Month is
celebrated in November to recognize
more than 50 million family caregivers
across the country who provide ser-
vices valued at $257 billion annually.
Family caregivers form an invisible
healthcare workforce and literally un-
derpin our healthcare system by pro-
viding approximately 80% of all
homecare services. Family caregivers
sacrifice time and wages to care for
loved ones, and over their lifetime can
lose an average of $660,000 in com-
bined Social Security benefits, pension
benefits, and wages. National Family
Caregivers Month, sponsored by the
National Family Caregivers Associa-
tion, is designed to focus on the many
challenges facing family caregivers,
draw support for stronger public policy
to address family caregiving issues,

and raise awareness about commu-
nity programs that support family
caregivers. The Transverse Myelitis
Association encourages our members
to celebrate National Family Care-
givers Month 2004.

The ongoing theme for NFC Month

is ‘share the caring,” but each year

NFCA focuses on different issues

relevant to the family caregiving

community. This year NFC Month

will provide information and educa-

tion about three timely and important

issues including:

1. How public policy affects a fam-
ily caregiver’s day-to-day life

2. Why a family caregiver’s good
health is essential to their loved
one’s wellbeing

3. Things family caregivers can do
to help keep their loved one safe

National Family Caregivers Associa-
tion (NFCA), whose mission is to
improve the overall quality of life of
family caregivers, is a grass roots or-
ganization that educates, supports,
empowers and speaks up for the mil-
lions of Americans caring for chroni-
cally ill, aged or disabled loved ones.
NFCA is the only organization dedi-
cated to family caregiving that
reaches across the boundaries of dif-
ferent diagnoses, different relation-
ships, and different life stages to ad-
dress the common needs and con-
cerns of all family caregivers.

NFCA espouses a philosophy of self-
advocacy and self-care that is predi-
cated on the belief that caregivers
who choose to take charge of their
lives, and see caregiving as but one
of'its facets, are in a position to be
happier and healthier individuals.
They are then able to have a higher
quality of life and to make a more
positive contribution to the well be-
ing of their care recipient, all of
which has a positive impact on soci-
ety and health care costs. Through
its services in the areas of education
and information, support and valida-

tion, public awareness and advocacy,
NFCA strives to minimize the dispar-
ity between a caregiver's quality of life
and that of mainstream Americans.

To learn more about how you can be-
come a member, support NFCA, or
purchase educational and promotional
NFC Month materials, please call
NFCA at (800)896-3650 or visit
www.thefamilycaregiver.org.

Important Information About
The Transverse Myelitis
Association Membership
Directory

Beginning with the publication of the
next TMA membership directory, if
you would like to receive the direc-
tory, you must be willing to have your
name and contact information listed.
Those who have designated that they
do not want to be listed in the direc-
tory will no longer receive one. The
purpose of the directory is to assist our
members in finding each other in their
local communities, states and coun-
tries. As our membership is small and
widely scattered around the globe, the
directory serves as a way to facilitate
the local or regional sharing of infor-
mation and support. The more people
who are willing to be listed in the di-
rectory to make themselves available
to share information and support, the
greater is the value of the directory for
our members. As the directory is be-
coming more and more expensive to
print and mail, we want to ensure that
it maintains this value into the future.

It is the expressed policy of the TMA
not to share this information for any
commercial purposes. The vast major-
ity of our members are listed in the di-
rectory. This designation was made
when you first completed the member-
ship form on www.myelitis.org or
when the original email or telephone
contact with the Association was
made. If you are not currently listed in
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the directory, and would like to change
your designation so that you can con-
tinue to receive the directory, please
call (614)766-1806 or send an email to
ssiegel@myelitis.org requesting that
your contact information be listed.

This would also be a good time to
check the directory to be sure that your
current information is accurate. If
your phone number or email address
has changed, please notify us. Your
membership information will be up-
dated. When you send us any changes,
please include all of your information
so your membership listing can be eas-
ily found and the changes identified.

In addition to receiving the directory,
another important benefit of being
listed in the directory is having access
to local support groups. Over the past
several years, our local support groups
have been developing around the
country and around the world. If you
are not listed in the membership direc-
tory, we assume that you do not want
to be contacted. We do not provide
your information to anyone, including
the support group leaders who are cur-
rently operating in and around your
area, or to those who will establish
groups in your area in the future.

The membership directory will no
longer be mailed with a newsletter
publication. The TMA is unable to re-
ceive a bulk not-for-profit discount on
any mailings that weigh more than 16
ounces. The increasing size of the di-
rectories and the newsletters and the
substantial difference in postage costs
necessitate that we send the directory
as a separate mailing. We will still at-
tempt to publish a new directory annu-
ally.

If you are not currently listed, please
consider being listed in the directory.
We appreciate the willingness of so
many of you to make yourselves avail-
able to assist others in your communi-
ties, states and countries.

The Transverse Myelitis Association
would like to hold a camp for chil-
dren during the summer 2007. Shan-
non O’Keefe is our TM support
group leader from Western New
York State and has volunteered to
spearhead our camp planning efforts.
The camp would be for those who
have TM who are 25 years old and
younger and their brothers, sisters
and parents. We will also be inviting
our Medical Advisory Board and
their families. The purpose of the
camp is to provide the children and
their families an opportunity to have
a fun recreational vacation. If you
had the chance to be in Columbus in
2001, you know how wonderful and
important it is for these children and
the parents to be able to spend time
with each other and share experi-
ences. The camp will offer these
children and the families an opportu-
nity to create friendships and support
that will last a lifetime.

We are not planning to make the
camp weekend a four-day seminar
for parents. The focus of the camp
experience is going to be on camp
activities, whatever those might be. 1
think that usually involves stuff asso-
ciated with dirt, bugs and a lot of
sweating; all of which I try to regu-
larly avoid. We will try to get as
many of our Medical Advisory
Board folks to attend and might offer
one or two evening presentations or
discussions. The MAB might also be
available to answer your questions.
Being able to spend time with the
physicians and their families, and
having the opportunity to bond with
these wonderful folks is always a
good thing.

We are currently in the process of re-
searching adaptive adventure camps
that have the facilities and the staff in
place to meet our needs. Our goal is
to find a camp that is centrally lo-

The TMA Children’s Camp I

cated in the United States and that is
affordable. It would be our intention
to make this camp experience afford-
able for everyone who wants to attend.
You can translate that intention into:
“we are going to need to raise a lot of
money to do this, and I am going to be
knocking on your door for help.”

If you are in your early 20s, please
consider participating. The camp
would be a great opportunity for you
to meet others who have TM who are
about your age. You could also make
a tremendous contribution to our com-
munity by getting to know the younger
children who would greatly benefit
from role models such as yourselves!
Please consider getting involved in the
planning of the camp, the fundraising,
and definitely plan to attend. We need
you to participate; and you are going
to love the experience!

We need for everyone to get involved
in the planning and fundraising. The
more people we can get involved, the
less one person or a few people are go-
ing to have to do. And, hey, we’ve got
a lot going on.

If you can get involved, please get in
touch with Shannon as quickly as pos-
sible.

Shannon O'keefe
sjokeefe79@yahoo.com
(585)330-1125

Whether we are able to hold the camp
is going to depend on the response we
receive from families regarding their
interest in participating and the will-
ingness our community has in raising
the money to make this happen. I
know that the children need this op-
portunity! Please get involved and
please help us to make the TMA chil-
dren’s camp a reality.
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The Americans with Disabilities
Act: A General Discussion
Pamela Schechter

When the Americans with Disabilities
Act was signed into law on July 26th,
1990 by President Bush, it became the
first comprehensive civil rights law for
people with disabilities. The law
granted far-reaching protections for
disabled Americans in employment,
public accommodations, public trans-
portation, housing and education. Ac-
cording to Percy (1989), passage of the
Americans with Disabilities Act came
at a time when many Americans had
come to recognize the extent of dis-
ability in America and the harmful as-
pects of disabilities on the lives and
opportunities of a large segment of the
population.

The history of the ADA, prior to its
enactment in 1990, was guided by
many factors, including: the changing
role of the federal government and the
enactment of social welfare programs
during the 1960s; the changing demo-
graphics of the disabled; the civil
rights movement; and the emergence
of a strong and effective advocacy
coalition. Of all the other precursor
developments, these four factors
emerged as critical.

As recently as the 1960s, the flow of
federal financial assistance to states
and through the states to other entities,
was limited, and targeted to those pro-
grams that were already in place dur-
ing the 1950s. All this changed in
1965, under the presidency of Lyndon
Johnson, when programs such as
Medicaid, Medicare, and the Elemen-
tary and Secondary Education Act
were initiated and resulted in signifi-
cant expansion of federal support for
social services. With these enlarged

Support Groups

entitlements, Congress began to set
conditions of participation. For ex-
ample, in 1973, with the enactment
of Section 504 of the Rehabilitation
Act, those who received federal
funding were obliged to practice
non-discrimination against people
with disabilities towards their em-
ployment and allow them access to
public transportation. Implementa-
tion of this law paved the way for the
ADA and the broader application
concerning the disabled.

Well into the seventies, many policy
makers viewed disability primarily as
a form of premature aging, justifying
early retirement with pension rights.
The picture changed when the shift
from the disabled older person
changed to the disabled young adults.
Young men and women, disabled in
childhood, or those in mid-career,
and who sustained the debilitation of
chronic diseases were not accepting a
life deemed appropriate for the dis-
abled. This younger generation rep-
resented the changing demographics
of the disabled and the emergence of
a significant number of highly visi-
ble, highly articulate leaders, who
became a powerful political voice
and one of the decisive factors pre-
ceding the passage of the ADA.

The rallying cry for ADA was based
on equal justice and equal protection,
using the model of the Civil Rights
Act of 1964. The strategies for
achieving the ADA’s enactment pro-
ceeded along similar lines. A decade
of disability-related litigation began
in the late seventies and was based
on constitutional issues. The litiga-
tion focused on the lack of access for
the disabled, discrimination in em-
ployment, the provision of inferior
services and the use of institutional
segregation for people with mental

disabilities. The parallel paths of the
two movements were further intensi-
fied by the active support of the ADA
by well known leaders of the civil
rights movement. And finally, as a re-
sult of a growing advocacy movement,
a broadened sense of community
among people with disabilities and the
emergence of advocacy organizations,
local, state and federal officials began
to listen and to learn about the issues
of the disabled. The core issues were
to minimize their dependency and
maximize their access to a productive
and participatory life.

A brief overview of the ADA law, as
outlined by Pardeck (1998), includes
the following major components: em-
ployers who employ fifteen or more
employees, are prohibited from dis-
criminating against a qualified individ-
ual with a disability in all terms and
conditions of employment; the law
prohibits discrimination and increases
the accessibility of persons with dis-
abilities to programs run by state and
local governments, such as public so-
cial work agencies, colleges and uni-
versities, it requires public transporta-
tion to be accessible to people with
disabilities; private businesses serving
the public must make their goods and
services available to people with dis-
abilities; telephone services must be
available to people with hearing and
speech impairments by providing a re-
lay service that uses an operator as an
intermediary. The law prohibits re-
taliation against an individual because
of actions related to the act and re-
quires the provision of information
about the implementation of the ADA,
Rehabilitation Act of 1973 and other
state laws relating to disabilities.

With passage of the ADA, the move to
ensure the rights of persons with dis-
abilities shifted to the implementation
arena. The law did not provide clear
direction as to the appropriate strate-
gies necessary for its implementation.
In the period since the passage of the
law, efforts have focused on interpre-
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tation and guidelines for administra-
tive action. Some of the efforts to im-
plement the law are becoming notice-
able, such as handicapped parking
spaces proximate to commercial enter-
prises (shopping malls, restaurants and
public buildings). Many commercial
establishments have built special entry
ramps and door entrances, sidewalk
curb cuts and elevators with braille
floor designations. These modifica-
tions are necessary to improve the mo-
bility and access to commercial and
public buildings for the disabled. The
law also requires the systematic review
of social practices and public facilities
in order to ensure that discriminatory
actions can be identified and elimi-
nated.

The law has generated substantial con-
troversy and has raised significant
questions during the course of its im-
plementation. For instance, what are
reasonable accommodations to meet
the needs of the disabled in public
transportation and how much should
be spent for these accommodations?
For employers who are bound by Sec-
tion 504, what is a reasonable accom-
modation of handicapped workers?
What are appropriate structural
changes to government facilities in or-
der to meet accessibility requirements?
What must public and private educa-
tors do to offer the types of special ser-
vices that are mandated for the educa-
tion of handicapped children, and how
should these services be funded? An-
other controversy surrounds the crite-
ria to be used to define disability and
who is eligible for protection under the
law.

Current research and comprehensive
findings (Percy, 2001) indicate that
progress is being made in the imple-
mentation of the ADA and in moving
the nation forward to a goal of elimi-
nating discrimination based on disabil-
ity. There is discontent about how
quickly the implementation is moving,
as well as the number of entities who
are regulated by the ADA and are not

fully aware of nor in full compliance
with its mandate.

According to Percy (2001), we do
see enforcement agencies like the
Equal Employment Opportunity
Commission investigating disputes,
seeking resolutions and commencing
prosecutions where appropriate. And
we do see new buildings being con-
structed according to guidelines that
incorporate accessibility for disabled
persons. However, significant chal-
lenges and obstacles remain that
slow ADA implementation and frus-
trate people with disabilities.

One of the major obstacles concerns
the substantial costs involved in
meeting some of the accommoda-
tions for the disabled. Where com-
pliance requires substantial expendi-
tures of funds, implementation has
been slower. Public transit systems
have been struggling, for example, to
comply with ADA requirements for
accessible buses and responsive sys-
tems that provide door-to-door trans-
portation. The transit authority’s re-
sponse in New York City has been
“Access-A-Ride,” a program that re-
ceives half of its funding from the
federal government. The delays that
are caused by the cost of these pro-
grams require a close monitoring of
compliance. There needs to be a bet-
ter understanding of the extent to
which the financing of these pro-
grams impede their implementation.
There is also a significant need for
the development of new and more
cost-effective programs and tech-
nologies.

Another sticking point of the law
concerns questions about who is cov-
ered and what constitutes a disability
for coverage. The framers of the law
preferred language that related to
conditions that limit one or more ma-
jor life functions. As a result of the
vague language, a number of court
cases have focused on what condi-
tions represent a limitation of life

functions. It is quite likely that these
coverage issues will continue to find
their way into the federal courts where
interpretations of the law will set
precedents for future litigation.

As Percy notes, the challenge of men-
tal disabilities looms large in the inter-
pretation of the law. Protecting indi-
viduals with mental disabilities has
been relatively more difficult than pro-
tecting physically handicapped per-
sons, because our knowledge and un-
derstanding of mental disabilities, both
within the medical community and in
the general population, continues to
change, making it difficult to under-
stand mental disability and how it can
be appropriately accommodated.

The listing of settlements and current
agreements secured through the De-
partment of Justice is impressive and
illustrates the impact of the ADA. The
list includes many nationally recog-
nized companies, including hotels, res-
taurants, recreation facilities, and
rental car companies. Each of the
companies agreed to take action to ad-
dress the needs and concerns regis-
tered by people with disabilities.

Current findings on administrative
compliance with the ADA by munici-
pal governments were focused on at
least ten cities across the country.
Once the data had been compiled and
analyzed, the cities were categorized
in one of three groups based on their
compliance with the seven major ad-
ministrative requirements of the law.
Progressive cities are those that have
clearly made an attempt to comply
with the components of the law in a
timely fashion, even though they have
not consistently met the statutory
deadline for each administrative re-
quirement. They have also included
the ADA in almost all elements of mu-
nicipal planning and programming.
The majority of the progressive cities
approach the law as civil rights legisla-
tion, train and direct staff members to
ensure that the provisions of the law
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are fully implemented, and have
adopted a grievance procedure.

In contrast, reluctant and non-
compliant cities are those that have not
met the majority of the law’s require-
ments, although some have been
forced to do so years after the statutory
deadline has passed. The law is gener-
ally viewed as an unfunded mandate
and becomes a low priority in munici-
pal governance. Reluctant cities tend
to under staff the ADA program and
offer few resources for program man-
agement.

The study reveals that implementation
of the law is most successful in cities
where an administrator has recognized
the importance of the ADA as a civil
rights law and the potential legal expo-
sure it represents. Implementation is
slower in cities ranked as reluctant and
non-compliant, as a result of a belief
that the law’s provisions are vague and
unlikely to be enforced. This attitude
could prove legally expensive for a
municipality choosing non-
compliance.

In studies done at Cornell University
on ADA implementation in the federal
and private workplace, researchers
have found that while many of the 43
million adults with disabilities are ea-
ger for employment, these individuals
still face substantial barriers in the re-
cruitment, retention and career ad-
vancement processes. According to
principal investigator, Susanne Bru-
yere, Ph.D., director of Cornell’s Pro-
gram on Employment and Disability,
barriers that impede applicants and
employees with disabilities exist
mainly because of negative workplace
attitudes and supervisors’ lack of in-
formation and training on ADA legis-
lation. The research also indicates that
these barriers exist in both the federal
and private sectors. Dr. Bruyere con-
cluded that attitude issues are most ef-
fectively addressed when they are inte-
grated into an organization’s staff de-
velopment training and when manag-

ers and supervisors are trained on the
various accommodations necessary
for different disabilities, as well as
how to effectively supervise employ-
ees with disabilities.

On January 13th, 2004, the Supreme
Court heard oral arguments in a case
that raised questions about the con-
stitutionality of the ADA. While
Tennessee v. Lane did not directly
challenge ADA’s provisions govern-
ing building design and construction,
some of the justices’ questions fo-
cused on architectural barriers that
the law addresses. The case stems
from a 1998 lawsuit filed by George
Lane and Beverly Jones, both para-
plegics, against the state of Tennes-
see and alleging violations of the
ADA’s Title II. Title II bars govern-
ment entities from denying public
services to individuals with disabili-
ties and allows those harmed to seek
damages. Lane claimed that while
attending a hearing, he had to crawl
up two flights of stairs in Tennes-
see’s Polk County Courthouse. He
sued the state for what he character-
ized as humiliating treatment that
violated the disability act. On May
17th, 2004 in a 5-to-4 ruling, the jus-
tices agreed that George Lane and
other disabled persons could sue, if
states ignore the ADA law that pro-
tects their rights.

Although the Americans with Dis-
abilities Act has brought about many
positive changes for people with dis-
abilities, there is still much to be
done to ensure integration into main-
stream society. It is important for all
of us to become effective self-
advocates for our rights under the
law. To become an effective advo-
cate, we must know the law, our
rights and entitlements, and we all
need to have sufficient knowledge in
order to recognize when these rights
have been violated.

Because | am one of the thirty-five or
forty million Americans with a dis-

ability, writing about the ADA is both
a personal and professional experi-
ence. It is personal, because the law
has enabled me to attend school when
I could not use the conventional public
transportation system. By providing
me with paratransit services, an alter-
native system for persons with dis-
abilities, I was able to attend school on
a regular basis. I will eventually ob-
tain an M.S.W. and realize my profes-
sional goal of becoming a social
worker and helping others with dis-
abilities obtain the protection and
benefits of the law.
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Optic Neuritis Support Group of
the TMA

Alma A. Hallock

Naperville, Illinois
alikins2178@yahoo.com

Hello. My name is Ali Hallock. 1
joined the TMA in July of 2004. 1
learned of the TMA through a neurolo-
gist at Mayo Clinic. He thought the
association was a great way to meet
other people suffering from rare condi-
tions.

Over the past three years, I have been
battling Optic Neuritis. Optic Neuritis
is the inflammation of the optic nerve.
It has taken all sight in my left eye.
ON even tried taking the right eye, but
it was saved with lots of medication,
faith and strength.

As frustrating as ON is, it is not as
frustrating as not being able to find
support of others with the condition.
Through the TMA, I am going to be
heading up a forum for people with
ON. I am looking for others with ON
to hop online and participate in the dis-
cussion. If you know anyone with this
blinding condition, please direct them
to the TMA website.

It was nice to meet those of you that
attended the TMA symposium in Bal-
timore. I thought the lectures and dis-
cussions were very thorough and in-
sightful. Today I have hope that we
will be healed, because of the perse-
verance and persistence of the doctors
that are working ‘round the clock’ for
all of us.

Ali’s Optic Neuritis Forum can easily
be found by going to
www.myelitis.org and clicking on the
link ‘About Optic Neuritis.’

TM Support Group of Ireland
Ann Moran

Three generations of Morans are
having a family reunion. They come
from Ireland, England, USA, Austra-
lia, and Zimbabwe. My husband’s
family travelled long distances from
their homeland; as did many people
in Ireland in the 1950°s.

Well, now down to the TMA busi-
ness!

I have had three new people diag-
nosed with TM contact me through
logging on to the TMA site, which is
great. [ keep battling on with creat-
ing awareness. I am hoping to get
some funding through the Health
Board to design a three fold informa-
tion leaflet that can be distributed
throughout the country to all Health
Boards, hospitals, clinics, and gen-
eral practitioners.

Thank you to all who sent me infor-
mation on Social Security/Disability
payments. I made out an information
sheet and took it with me when we
met with our government members.
This meeting was organised through
“Disability Federation Ireland.” I
also made several copies from infor-
mation on the TMA website and
gave them to almost everyone who
came up and spoke to me. Some
found it very interesting. | was also
wearing a badge with Transverse
Myelitis Support Group Ireland on it,
and this seemed to make people ask
questions, not having heard of TM
before. I was very dry by the eve-
ning time from all my talking! Two
of the national papers took state-
ments from me regarding funding
and community employment
schemes and regarding Transverse
Myelitis awareness.

Before I end, I want to say a sincere
thank you to all of our officers of the
TMA. IfIremember rightly, when I

received my first newsletter from
Sandy back in 1997, there were only
about 140 people on our membership
list. Look at it now; how the TMA has
grown. All of this would not be possi-
ble without Sandy and his family. It
would not be possible without Deanne
and Dick Gilmur who made it their
business to bring us all the information
they could find in the early days, while
trying to find answers for themselves
and their daughter. Where would we
all be today without them. Thank you
so much for sharing all of your find-
ings with us and for making the TMA
a reality.

I know I felt such a relief in my life to
find that there were others out in the
world who were stricken with this TM
nightmare. For seven years [ was
working in a fog; no one could tell me
what was really wrong with me.

We must not forget Jim Lubin for his
dedication and hard work with the
TMA web site. If you are lucky
enough to meet him, and I have in Se-
attle, you will see what a remarkable
person he is.

Thanks also to Debbie and Paula, who
keep the wheels turning on the admini-
stration front. All these people work
very hard for the TMA, totally volun-
tarily, giving their time; and they also
have jobs and families to care for.

Best wishes,
Ann Moran,
Westport, Southern Ireland

TM Support Group of Egypt
and the Middle East
Mahmoud Abdel Moety Hassan

As English is not my first language, I
would ask for your understanding in
reading my article. My name is Mah-
moud Abdel Moety Hassan. I live in
Alexandria, Egypt. 1 am 23 years old
and I am a B.Sc. student in the marine
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engineering department in the faculty
of engineering Alexandria University.

My story with TM started on Tuesday,
June 24" 2003. It was half past eleven
in the morning. We had just finished
the third year exams and we were
gathering at the college (me and a
group of my friends) to discuss some
issues related to the fourth year (B.Sc.)
graduation projects. It was during this
meeting that I started to feel an intense
and strange pain in my left foot. I sus-
pected that something was very wrong.
The pain in my left foot then de-
creased, but moved to my right foot.
The intensity of this pain was greater
and so I asked my friends to immedi-
ately take me to the hospital.

Unfortunately, the doctors in that hos-
pital failed to understand what was go-
ing on with me. I stayed in this hospi-
tal for an hour during which time I lost
all feeling in both legs from below my
knees. I was only able to stand by be-
ing supported by my friends. I finally
decided to go to another hospital. I en-
tered the other hospital in a wheel-
chair. I was nearly paralyzed below
my waist. At this hospital they diag-
nosed what I had as a psychological
case. | was so disappointed and frus-
trated.

My friends and my brother decided to
take me out of this hospital. One of
my friends suggested that they take me
to a brain and neurology specialist.
They took me to this doctor about an
hour and a half after I left the second
hospital. The doctor examined me and
said that it may be psychological or it
may be something in my spinal cord.
As I am a student, he moved me to the
student’s hospital.

During a period of about a week in this
hospital and with the necessary MRI
and scans, I was diagnosed with TM.
I’ve been in the hospital ever since. I
am able to leave the hospital at times
to attend some of the lectures and
sometimes to be with my friends. My

family, friends, and professors and
instructors at college have never
made me feel that I am sick. They
treat me as if [ am perfectly normal.

One of the strange things that oc-
curred before I got TM is that I felt
that something was going to happen
to me. Irecall that I told my mother
that I feel that something really great
will bring me down, but that God
will help me in the end; even though
I had no reason to suspect anything
at the time.

Having TM has been very difficult. |
have been communicating with
Sandy for the past few months, and
have decided to start a support net-
work for the countries of the Middle
East. If you are interested in getting
involved, please get in touch with
me. [ have set up a web page for our
support group under the link ‘support
groups’ on the TMA web site. Hav-
ing others to share our experiences
with will be a great help for all of us.
We can also help each other find re-
sources in our countries, help each
other find physicians who understand
TM and who understand how to treat
the symptoms of TM. Please feel
free to get in touch with me.

Mahmoud Abdel Moety Hassan
Bahnasi

1 Minufiya Street Elhadara
Elkebliya

Alexandria, Egypt
203-4261912

eng_mahmoudabdelmoety@islamway.net

Dyllice Eastwood and Jennifer Murray

My name is Dyllice Eastwood. I live
in Auckland, New Zealand. I have had
TM since 5 February 2001. Although I
have been in contact by telephone and
internet with other TM people, both
here in New Zealand and overseas,
early this year is the first time I actu-
ally met another TM person. Her name
is Jennifer, and she lives only ten min-
utes away from where I work. We had
been in the same hospital and rehab
centre, although Jennifer got TM six
months after me, and we both agreed
that if we had been told about another
person who was going through the
same trauma as ourselves it would
have helped us a lot. So we decided
that we would like to start a TM sup-
port group in New Zealand.

My TM started very fast. Suddenly, on
the morning of the 5™, I developed a
very bad back pain. When I tried to
stand up about an hour later, my right
leg wouldn’t move. The pain in my
back got worse all that day and my left
leg started weakening too. I told my-
self it would be better in the morning,
but, of course, it wasn’t. So, my hus-
band took me to our doctor. He had to
almost carry me into her surgery. Even
now, she says she will never forget
how I looked when I arrived at her sur-
gery. She immediately arranged for us
to go to Auckland Hospital. By this
time, I was unable to walk. I had an
MRI, CAT scan, and lumber puncture,
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which showed spinal cord lesion at T8
and T9 consistent with transverse mye-
litis. The neurologist ordered another
MRI the next day, because they were
unsure of a blood clot at T10.

I was treated with IV Methylpredniso-
lone and a reducing dose of Predni-
sone for three weeks. One of the worst
feelings for me was the tight banding
across my stomach and severe discom-
fort of clothes rubbing against my
skin. I still suffer from banding, but it
is not so severe now or as frequent.

I stayed in the hospital for 11 days. 1
began to walk a bit, at first with a
walker. The hospital staff encouraged
me to move about as much as possible,
and I must say that just getting to the
toilet on time was an effort in itself. I
feel lucky that the bowel and bladder
issues have not lasted, although there
are still a few problems there. The
walker was replaced with crutches,
and from then on I never looked back.
They gave me much more mobility. I
was then taken by ambulance to Rehab
Plus, a rehab centre closer to home,
where I was taught to walk up stairs —
still with my crutches, to walk in a
straight line — that seemed very diffi-
cult. I had pool therapy which I loved
very much, and gave me hope that I
might be a bit normal again.

Rehab Plus had a great physio regime,
and they worked strengthening my
legs and torso. I was also allowed to
go out for a drive with my husband the
first weekend I was there, and allowed
to go home for the following weekend.
That was bliss. They discharged me
the following Thursday, because my
son was getting married on the Satur-
day, and I was improving. Because I
had been in the hospitals for one
month in total, I hadn’t got my
“Mother of the Groom” outfit, so my
son arranged for the lady making the
wedding dress to come to Rehab Plus
and make me an outfit too. | said what
colour I wanted and the style, and she
arrived armed with different materials

for me to choose from. The nurses
and patients got involved a bit, too,
adding their say. Looking back, I
really must have looked a sight. I
was hunched over a bit, wobbling on
crutches, and my hair suffered with
all the medications I was taking.

However, I really wanted to walk
down the aisle (without crutches) be-
hind the bride and groom, and this
made me determined to keep up
walking as much as possible. Up and
down the corridor I walked, and I can
remember phoning my husband to
say that [ had walked 19 steps with-
out any aids at all. Well, I did man-
age to walk down the aisle, clinging
onto my husband’s arm. I cried my
eyes out when we got outside; the ef-
fort was more than I realised.

Rehab Plus booked me into another
rehab centre, Waipareira Trust, until
there was a vacancy at Rehab Plus
outpatients. [ went there twice a
week, where we did pool therapy one
day and exercises, stationery cycling,
etc. the other. I was there about six
weeks. Then back to Rehab Plus. On
the first day, my physio asked me the
three things that I couldn’t do now
that I would really like to do. That
was easy, walk better, drive the car,
and get myself up off the floor with-
out looking like a beached whale!

So, she did leg strengthening by put-
ting weights on my legs and I would
lift my legs up and down. We used a
wobble board for balance and the
parallel bars. By the time I left there,
I could walk better. Today, I have to
concentrate when [ walk or else I
stagger at right angles, and especially
if [ am carrying anything. I can drive
again, but [ still can’t get off the
floor. So, two out of three isn’t bad.

I still battle fatigue and memory loss,
and have a lot of pain, especially my
waist and legs. My toes feel like
they are turning under, although they
aren’t.

Through all of this, my family has
been wonderful. I know that without
their support and encouragement, |
would never have improved as much
as [ have. I am so proud of them; espe-
cially my husband, who would spend
hours at the hospital because I needed
him so much. My blood pressure was
always lower when he was there, be-
cause he helped me to relax.

The worst thing was that if I had a pain
or problem, no one really said any-
thing. If the doctors or nurses had
said, “Oh yes, that is a symptom of
TM,” it would have been alright. But I
started to feel they were beginning to
think I was making things up. I felt
very alone. So, I look forward to the
support group and meeting new peo-
ple, so that they don’t feel so isolated.

Kind Regards,
Dyllice Eastwood
152 Amreins Road
Taupaki RD3
Henderson

+64 9 8109807
dyllice@hotmail.com

My name is Jennifer Murray and on
17th November 2001 my life was
changed by TM. The onset was very
quick, going from a sore back in the
morning to numb legs in the afternoon
and, finally, paralysis from the waist
down by 10:00 PM.

My TM was diagnosed very quickly.
From my first MRI that night, I was
told it was probably TM (lesions at
T10-12). 1 was also tested for various
other things, and a spinal tap was
done. I was started on IV steroids the
next morning. Unfortunately, the ster-
oids didn’t bring much change. After
five days I could only just wriggle the
toes on my left foot. So, I had to un-
dergo Plasmapheresis. No one could
give me any useful information on
TM. All I was told was that [ would
have to wait and see as far as recovery
went.




Page 72

The Transverse Myelitis Association

Four weeks later, I was transferred to
Rehab Plus. I was still in a wheelchair,
but I had some movement in my left
leg and I could wriggle the big toe on
my right foot. I still had no sensation
from my waist down and I was still on
a catheter.

I spent three months at Rehab as an in-
patient. During that time, I had to learn
how to dress myself, how to self cath
and try and regain some of the dignity
I felt I had lost. Having someone wipe
your bottom for you is about as low as
you could go in my book. The hardest
work of all was to strengthen the mus-
cles required to walk again. I loved the
pool therapy. You could do things in
the water that you couldn’t do on land.
I’ll never forget the day my Phsyio
said ‘now take a step.” I was so ex-
cited! So, I stood there with a person
on each side holding me up and I went
to take a step. But nothing happened!
Then I realized, it was because 1 didn’t
know how to. Walking was never
something you had to think about. It
was something that just happened. I
had to ask how to take a step. So, they
told me what I had to do and I did

it! That was eight weeks from the on-
set of TM.

By the time I left Rehab, I was using a
walking frame. I continued with Rehab
for another four months as an out pa-
tient, going in three times a week for
physio and occupational therapy. I was
using two crutches by the time I fin-
ished there.

I was also under the Otara Spinal Unit.
They tried to transfer me there, but no
beds were available at the time. I see
the urologist and consultants as an out
patient. I also received physiotherapy
for another 12 months.

I now use one crutch around the house
and two when I go out. | have ongoing
bowel and bladder problems, muscles
spasms, and other symptoms. But,
hey, we make the most of the good
days and do what we have to do to get

through the bad ones.

One of the hardest things through all
of this was dealing with the un-
known. No one could answer my
questions. Finding the TMA site was
wonderful. At long last, I found some
answers. I also found a friend in Dyl-
lice. It’s nice to have someone who
knows what you mean when you say
things like “I can’t feel anything on
the outside of my legs, but I can feel
things on the inside.” If only Rehab
had said something to me about Dyl-
lice having been there six months
earlier with TM, and helping me get
in contact with her. To see someone
‘walk’ through the door who had TM
would’ve given me so much hope.

I look forward to meeting new peo-
ple through this support group, shar-
ing our experiences and maybe even
helping each other with tips that
we’ve learnt along the way to make
our lives a little easier.

Kind Regards,

Jennifer Murray

+64 9 834 5019
jennifermur@hotmail.com

TM Support Group in Scotland
Margaret Shearer

My name is Margaret Shearer and I
live in Prestwick, a small seaside
town on the west coast of Scotland in
the United Kingdom.

I awoke on the morning of Monday
31st December 2001 with terrible
chest pains. I convinced myself that
I had heartburn; and, by the way, 1
had never previously suffered from
heartburn. I took appropriate meds
to no avail. I was, at this time and
for the previous seven months, living
and working in Miami Beach, Flor-
ida. During the next hour, the pain
became so severe that I found I was
having difficulty taking a breath and
I knew I would not be fit for work

that day. As I had been feeling fine up
to retiring the previous evening, my
boss took me to the emergency depart-
ment at Mount Sinai Medical Center
on Miami Beach.

By the time we made it to the ER, I
was aware that my left leg was not ca-
pable of bearing weight. The medics
felt, due to the extreme pain in my
chest area, I should be admitted with a
suspected heart attack.

Tests came back negative. I asked if
could be allowed to go the toilet, as I
had not gone since the previous eve-
ning. The fact that I could not pass
urine was not as concerning to me as
the realization that I could not walk
properly. When trying to get back onto
the trolley, my legs were collapsing
from under me. [ was then reexamined
and told that further tests would be
done on what was thought to be a
stroke. That evening, despite all tests
being negative, I was admitted due to
the increasing pain being experienced
in my breathing.

As midnight approached for the start
of 2002, my thoughts were with my
three sons and my extended family
back home in Scotland. I was hoping
that all would be okay within a few
days, and that they would never know
I had celebrated the New Year in the
hospital! During the early hours, I
called in a nurse to ask if I could go to
the bathroom and she assisted me. I
was still not able to urinate, and de-
cided to return to my bed. I fell onto
the floor trying to get up from the toi-
let. My legs were now both totally in-
capable of holding me up and my right
arm did not have the strength to pull
myself back up onto the toilet.

I was concerned that the paralysis was
spreading and aware that my trunk
area was also numb. My chest felt as
though it was being squeezed so
tightly that I could not breathe prop-
erly.
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At this point, I insisted on being cathe-
terized thinking it would resolve the
discomfort. Of course, that wasn’t so.
In the morning of January 1st, [ was
told that further tests would have to be
done. A stroke was still being consid-
ered, especially as my condition was
deteriorating despite my taking pain-
killers. I had four spinal taps done and
several MRIs in the next four days. At
one point, [ was told that [ would have
to go for a surgical procedure to re-
move a growth on my spinal column.
A second opinion was sought and fur-
ther scans revealed that I had a lesion
from T1/2 through to T7 and they were
considering TM and, possibly, MS.

Only my left arm was functioning nor-
mally. I finally broke the news to my
family about what was going on with
me. I insisted that I would be back to
normal and at work again in a few
weeks. I was led to believe this by the
consultant. I was also told that I was
the first person at the hospital to have
been admitted with these symptoms
and concerns. Suggestions were made
that perhaps I had caught a virus while
I had been in Scotland a few weeks
previously. This was later discounted
as the lumbar punctures were returned
with no evidence of a virus or bacteria.

On the 4th January 2002, I was offi-
cially diagnosed as having Acute Idio-
pathic TM. I was placed on intrave-
nous steroids, gabapentin, amitryptilin
and antibiotics. I continued to remain
at Mount Sinai and was receiving ex-
cellent treatment, including physio and
occupational therapy. My sons, who
were studying Neuroscience and Gen-
eral Medicine in Scotland, convinced
me that it would be in my best interest
to remain in the States, as there were
no TM specialists in the UK. My in-
surance company was also paying all
of the medical bills and receiving
weekly updates from the consultants
on my progress from the rehab depart-
ment that I was attending for six hours
every day.

By March, I still had not reached a
state of self-care. When the insur-
ance company suggested [ go into a
supportive care home, I decided that
I should return to Scotland. My hope
was that [ would continue to make
progress to a stage where I could go
back to work. In Scotland, I was
given fulltime, around-the-clock care
in my own home and attended the
Douglas Grant Neuro Rehab Centre
in Ayrshire where the staff were so
caring and have continued to support
me these last two years. | have dis-
carded my body brace and leg splints
and learned to walk again over short
distances with the aid of a walking
frame and an ankle splint. [ have
continued to need all of the meds that
I was taking in the States.

On the whole, I no longer need con-
stant care. I have superb support
from my GP, the Urology Depart-
ment and all of my family and
friends. In 2002, I met my challenge
of learning to drive again and now
have a specially adapted car that
takes me and my wheelchair, as well
as passengers. Last year I read of
Cody Unser going scuba diving and
decided that would be my challenge
for 2003. I started training with a
physio at a local swimming club for
people with disabilities and increased
my stamina so that [ could swim the
25 lengths of the pool. I then had to
convince my consultant to allow me
to try out the scuba equipment, as I
needed a medical certificate. In Au-
gust, I completed all of my ocean
dives in the Mediterranean to gain
my Open Water Scuba Diving Li-
cense. The fact that I was in a
wheelchair did not make a difference
to my instructors and I managed to
enter the boat at the harbour side on
each dive.

At the present time, I am still in con-
stant pain which permeates my upper
back area. It is very sensitive to
touch. I receive a course of acupunc-
ture at various times which helps to

reduce the pain to a point of accep-
tance and allows me to continue with
exercises. | can walk for short dis-
tances with my walker, but use my
wheelchair outdoors as I constantly
fall without any prior warning. My
left leg has regained mechanical func-
tion, but remains numb to touch. My
right leg has no feeling in it at all. My
right arm has regained 6/20 strength,
but goes into spasms when I use it too
much. [ have had numerous UTI’s,
which knock me back a bit. I experi-
ence daily spasms, shooting pains, tin-
gling sensations, headaches that range
from crushing and throbbing to aching
and feelings of nausea. I am on a lot
of medication, including herbal and
also have become a vegetarian since
reading a book ‘Foods That Fight
Pain.” I have learned to self-cath and
need suppositories for my bowel to
empty. I still have the banding feeling
in my trunk area and, at times, the
spasms there still take my breath away.
Recent urology tests show no improve-
ment in that area, but I tell myself that
it could be worse. I have had no acci-
dents!

During my initial stay in Mount Sinai,
my neuro told me that I would be able
to find out more about my condition
on the Internet. On going in to the
TMA web site, I found that there was a
UK contact and I emailed Geoff Tre-
glown that I was returning home and
would be interested in any information
from him. Within a few days of my
arrival here, Geoff contacted me on the
phone and has been supportive ever
since.

In October 2003, I took up his invita-
tion to attend a support group meeting
in Manchester. For the first time, I
met people with the same condition as
me, including Sandy from Fife in Scot-
land who, like me, had driven more
than five hours to attend this meeting.
I was thrilled to hear so many stories
from such a courageous group of fel-
low human beings. Aware that no such
group existed in Scotland, I asked
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Geoff to see if any people in Scotland
were interested in a group meeting.

With the wonders of email and the
telephone, the first Scotland Support
Group for TM met in November in
Glasgow. We had ten people who
have TM come from all areas of Scot-
land to attend that meeting with sev-
eral caregivers. There were seven peo-
ple who could not attend, but hoped to
do so at the next meeting in January
2004. Since then, our numbers have
grown to twenty people. They range in
age from 22 to 68 years and the mem-
bers of our group have been diagnosed
with the condition for time spans of
three months to 54 years. There are 15
females and five males in the group.
Two of our members have Reccurent
TM, one has Devics, one has ADEM
and 16 of us have TM. All of us have
attended various hospitals in the UK,
take a variety of medications and are at
different levels of recovery.

Our meeting lasted for over four hours.
We each introduced ourselves and dis-
cussed how the condition had affected
our lives, both personally and profes-
sionally. Like Sandy and I, this was
the first time that any of them had met
another person with TM. We dis-
cussed the benefits of our various
medications and what types of treat-
ments we were getting from the vari-
ous medical personnel and depart-
ments. At the close of the extended
meeting we agreed to meet again after
the holidays.

TM has changed my life in so many
ways, but the people I have had the
privilege to meet because of it has
been both gratifying and joyful. No
words could express the level of kind-
ness, care and support that has been
shown to me these past two years. |
hope that our Support Group will be
the beginnings of getting the word out
to our medical community and to en-
courage them to perform research on
TM. We will continue to share our ex-
periences, showing empathy and com-

passion, and making others aware we
are here to assist anyone who con-
tacts us.

Future meetings will be held in the
Neuro and Spinal Rehab Centre at
Southern General Hospital, Glasgow.
Announcements of our meetings and
other information about our support
group will be posted on our web
page; please check our page regu-
larly. (www.myelitis.org; click on
the link ‘support groups;’ click on
the Scotland Support Group page).
If you are interested in the Scotland
TM Support Group and want to
know more, please feel free to con-
tact me.

Margaret Shearer
Telephone: 01292 476758
Email: margaret-
shearer@hotmail.com

TM Support Group of Alaska
Jennifer LeMay

I was 27 years old, had been married
eight years, adored my three year old
son who was the pride and joy of my
life, and loved my fast-paced job
working as an engineer in Anchor-
age, Alaska. On 17 September
2002, my life changed drastically
when I woke up with severe pain in
my lower back. The pain was unlike
anything I’d ever experienced, and I
went to a doctor that day. She
thought I had a possible kidney in-
fection, kidney stones, or some other
kidney disorder. I felt reassured that
there was a reason for the pain and
that things would get better soon.
However, life would be far from nor-
mal, as my condition deteriorated
rather dramatically from September
to December.

For the next six weeks, my pain fo-
cused in my lower back as a burning

feeling. Laying down made it more

bearable, but the pain was there 24/7,
and [ was not able to do anything but
lay flat on my back 98% of the time.
Pain pills didn’t seem to help. The
pain worsened, my blood pressure in-
creased, and my reflexes were very
brusque. Tests determined my kidneys
were fine. In early November, I began
a terrifying, rapid downbhill spiral.
There were new symptoms appearing
every day. My mom flew up from
Montana to help us. The pain radiated
downward from my back to the tips of
my toes. My legs began having weird
sensations that lasted hours at a time. |
couldn’t stand very well, and my legs
were threatening to give out on me. |
had blurry vision, and it sometimes felt
like a camera flashbulb was flashing
repeatedly in front of my eyes. My
bladder and bowel were giving me
problems. I lost my appetite and did-
n’t feel very human anymore since I
was living my life lying down and on
pain medications that didn’t seem to
work. I went through numerous tests
and rounds of blood work, but nothing
could pinpoint a cause.

The pain became worse, which I didn’t
think was possible, and more of my
body was going numb or having
crawling sensations. My joints ached,
and my muscles from head to toe were
in constant pain. The only parts of my
body that didn’t hurt were my nose,
tongue, and teeth. I became hypersen-
sitive to touch so that taking a shower
or walking across the carpet felt like
needles pricking my skin. Any touch
of others hurt so badly; the texture of
the buttons on the phone dug into my
skin. My son was no longer able to sit
on my lap, and my husband couldn’t
hold my hand. I felt useless, fragile,
and breakable and no one had a clue
what was happening to me.

The feeling in my legs began to dimin-
ish, and both legs were feeling like
dead weight. My balance was next to
nothing, and I would lean into the
walls when my mom or husband
helped me walk. I was getting electri-
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cal jolts up and down the backs of both
legs. Some of them were sharp enough
to make my legs jump forward. I be-
gan to travel in a wheelchair and got a
handicapped parking permit. My neu-
rologist prescribed baclofen in No-
vember which stopped the muscle
spasms and seemed to strengthen my
legs slowly. A SSEP showed delayed
response from my spinal cord to my
legs. I tried physical therapy, but the
therapy made my heart race and legs
go completely numb.

On 2 December, I was able to wiggle
my toes for the first time in weeks. I
could now sit up for eight to ten min-
utes at a time and would get chest
pains from the exertion. My hands,
legs, and feet were numb all the time. I
had lost 26 pounds by this point. My
baclofen dose was increased, and I was
able to start walking on my own again.
The hypersensitivity left. This was the
first encouragement | had had in 11
weeks. [ was even able to stand up
one night and brush my teeth next to
my son for the first time since this
started. Talk about exciting!

I had a spinal tap in mid-December,
and the results showed a slightly ele-
vated protein level. I continued to
make some progress. For the first time
out of my three visits with the neurolo-
gist, | was able to walk into the office
(not in a wheelchair!), sit in the wait-
ing room (for previous appointments,
I’d have had to lie on the floor, be-
cause I was in too much pain to sit),
and sit on the exam table rather than
lay down. The test results were still
not leading to a conclusive diagnosis,
although the most likely possibility
that explained all of my symptoms was
transverve myelitis of the cervical spi-
nal cord. On 19 December, I actually
had a diagnosis of TM. Finally, this
disease had a name!

From January through September of
2003, I felt like a mountain climber.
I’d have periods of time where I would
feel like I was making baby steps for-

ward, and then I’d feel like I was
sliding backward in giant leaps. 1
had extreme fatigue. My hands felt
really crippled and stiff, and it was
very painful to write with a pen. Typ-
ing was easier, but left my fingers
burning. The burning in my lower
back continued. My feet still went
numb every now and then, and my
ankles and knees throbbed. My re-
flexes continued to be very brusque,
but I learned how to walk again in
physical therapy, and the spastiscity
in my legs stopped by September.
My mom went home in mid-January,
but it was too much for us to manage
on our own so she came back after
two weeks and stayed with us until
March (five months total). I tried a
wide variety of medicines, but with
the exception of baclofen, nothing
helped.

Eventually, the pain began to dissi-
pate in my entire body and central-
ized itself into my lower back, hands,
feet, wrists, and ankles. By Septem-
ber, I was feeling pretty decent (not
normal); but compared to the last
year, life was pretty good again. |
went back to work a few hours a day
and spent most of my time at home
resting. My physical therapy visits
ran out, so I joined a gym. In the be-
ginning, [ could only work out on the
elliptical trainer for three minutes.
I’d be so exhausted, I’d have to rest
so I could drive home. With time, I
was able to lengthen my workout
time and level of intensity. How-
ever, [ had a relapse in October. A
lot of the symptoms from the previ-
ous year returned. My progress liter-
ally went back to where I had been
three months before. It was so scary
to have wobbly legs again, numbness
in my hands and feet, burning in my
thighs, increased intensity in my
back pain that radiated downward,
pain in ankles and wrists, and spots
in my eyes. My activities came to al-
most a complete standstill. One
night, my son (then four years old)
went to bed and laid there sobbing. 1

went in to see what was wrong, and he
said he didn’t like me hurting so much
more. He prayed that night that G-d

would make me feel as good as he did.

I had another spinal tap in November.
The plan had been to wait until we re-
ceived all the results in three weeks
before we decided the next step. How-
ever, I was finally able to convince the
neurologist that if [ were a sinking
ship, I’d rather have a life raft while
the boat is sinking rather than a sal-
vage attempt weeks after the boat
sank. He prescribed three days of [V
solu-medrol. The two most noticeable
differences from the steroids were that
my hands felt better within a few days
(not crippling up again; numb, con-
stant burning pains along the outlines,
and sore wrists which made any hand
movement difficult) and there was
now no more burning along the sides
of my legs. Everything else was pretty
much the same (throbbing ankles,
burning back, fatigue). By the middle
of December, I estimated I was back to
where I had been in the middle of Sep-
tember. I continued to be in about
75% less pain, and my ankles quit
throbbing all together! The spinal tap
showed increased protein again.

In 2004, February was a good month.
March, April, and the first few weeks
of May were difficult and painful. I
tried a five day treatment of IV solu-
medrol in early March, but this seemed
to make things worse. Things were
still better than a year ago, but it was
hard to feel like I was going back-
wards again. I woke up one Sunday
toward the end of May and felt no-
ticeably better. This was as memora-
ble a turning point as 2 December
2002 had been. There is no medical
explanation, and my neurologist was
so surprised at my next appointment.
I’ve never seen him so smiley and he
repeated several of the office tests we
typically run through, because he
couldn’t believe the progress. I be-
lieve G-d touched me in a mighty way
and made the nerve cells remyelinate.
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Fatigue is still something I deal with,
but it is better than a year ago. If ]
overdo something, my back will burn
(ibuprofen 800 helps). My hands
stiffen up sometimes, but baclofen is
helpful (I’ve even been able to de-
crease the dose 50%). I have gained a
new perspective on life through this
roller coaster ride and have become a
better person through this experience.
I rely on G-d for my strength, because
I can do nothing on my own. [ wanted
to give up so many times permanently
(especially during the first year), but
G-d always had His hand on me, and I
kept going when I thought I could no
longer do so. I appreciate the small
things, take time to smell the roses, an-
swer my son’s never-ending questions,
and feel blessed to wake up and be
able to feel pretty good. I’m so thank-
ful that I am able to be sturdy on my
feet and can park away from the handi-
capped spots and feel strong enough to
kick a soccer ball with my son. There
is no guarantee of the future. I don’t
know if I’ll have another relapse and
will start sliding down the mountain
again. I am scared sometimes at the
unknown, but generally, I am able to
keep my eyes focused ahead. I have
really enjoyed the last four months and
will continue to live day by day.

It was great to be able to go to the
Rare Neuroimmunologic Diseases
Symposium in Baltimore last month.
My family and I have never met a
more accepting group of people in our
lives. People came to gather informa-
tion and gain support from others who
know what they are going through. I
enjoyed being able to laugh about
some of my oddball symptoms with
others that have had the same things.
Considering the trials we have faced
and continue to face, we are an upbeat
group of people, and the symposium
was so positive and encouraging to at-
tend. My husband and I volunteered at
the symposium to start a support group
in Alaska for people with TM. We
want to encourage, listen, laugh, cry,
and provide support for others in our

shoes and those that are going
through endless tests and specialists
and still do not have a diagnosis.

Our motto is “pain is inevitable, mis-
ery is optional.”

Jennifer LeMay

Anchorage, Alaska

lemay3@gci.net

(Please put TM in the subject line so
we don’t think your message is
spam. Thanks!)

Welcome to the Connecticut TM
Support Group!
Jean Giordano

I feel like I’m coming out of the
closet.

Hi; my name is Jean Giordano. I got
TM in 1986, but wasn’t diagnosed
until 1999. Before that it remained a
mysterious, unknown illness. It was a
relief to finally know what had hap-
pened to me. But I was still alone.
Though I did a little research at the
library and on the Internet, [ wasn’t
ready to look too deeply into it. I
mentioned my ‘discovery’ to my few
friends and family. It did not make
much of an impression on them;
probably because of my own fears.

Recently, I got an inner nudge to
browse the Web again. This time |
found the TMA site. I read about
other people with TM. I saw that
there are support groups and re-
sources, people working to help find
a cure, and exploring ways to func-
tion better in daily life. I felt a surge
of heat in my body, both exciting and
uncomfortable. Something in me was
aroused from a long slumber.

During all of those years, I searched
for healing; by finding the spiritual
purpose for having this rare condi-
tion, and by using alternative thera-
pies. Now, my quest has brought me
to the point of acknowledgment:

joining the TMA and starting a support
group in Connecticut.

This group is for people who have any
form of TM, and their family, friends
and care givers. It’s so important to
know that there are others out there
like you and me who actually under-
stand our experience.

If you live in Connecticut and would
like to participate in this group in any
way, or have questions and want to
talk, please contact me:

Jean Giordano

115 Fillow Street #73
Norwalk CT 06850
(203)866-6849
binkyjean@aol.com

TM Support Group of
Maryland / Washington DC
Alan and Kelly Connor

The MD/DC support group has had
two meetings since our inaugural
meeting in March 2003. We met in
September and again in January 2004.
The meeting in September was held at
Snyder’s restaurant. Dr. Adam Kap-
lin, Consulting Psychiatrist, JHTMC,
was our guest speaker. He spoke on
TM and Depression. A detailed article
is available on this subject in the Octo-
ber 2003 issue of the TMA newsletter.
We had 12 people at this meeting.

In January, our meeting was held at
Gunning’s Seafood restaurant. Our
guest speaker was Dr. Stephen
Wegener, a psychologist at the Good
Samaritan Rehab Hospital in Balti-
more. Dr. Wegener is also a consult-
ant for the JHTMC. Dr. Wegener ad-
dressed the psychological aspects of
recovery and living with a chronic ill-
ness. In summary, there are three
things that people who do well after
TM have in common. The person
feels supported, they are flexible, and
the individual has an activity or some-
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thing to look forward to. We also dis-
cussed some of the ways TM’ers can
improve their outcome: Be pro-active
in your care, by finding doctors that
will listen and work with you, control
depression, control pain, and have an
exercise program to keep yourself as
active and healthy as possible. We
had 14 members at this meeting.

Our next meeting is scheduled for May
15, 2004, and our guest will be Julie
Farace, RN from the JHTMC. Ms.
Farace will be discussing what a typi-
cal visit to the TM center is like, as
well as what services are provided
there. We will also be discussing
some of the common residual effects
of TM and the associated treatments. |
know some of our regular members
will not be able to make this meeting
and we will miss you. We hope to
also see some new faces.

We have been participating in some
fundraising. (Fundraising is strictly
voluntary and not required to join us
for meetings). We are selling raftle
tickets that will raise $300 for the
TMA. This raffle takes place in mid-
May.

Take care,

Alan and Kelly Connor
(410)766-0446
kac61(@cablespeed.com
ravenalan@cablespeed.com

Joyce Booth
TM Support Group of Mississippi

Hello, TM Family. My name is Joyce
and I have had TM since September
1992. I had just turned forty-two years
old when it caught me. I have begun a
support group in Mississippi for all of
the TMers, their families, caregivers,
and friends to come together and be
able to discuss our problems and
needs with someone that really under-

stands.

My journey started on September 17,
1992....

1 do not let myself become discour-
aged. Life is too short to waste time
worrying about what one cannot do.
1 have a good sense of humor and a
strong faith in G-d. I feel these two
traits have helped me to get to where
1 am today. I have learned that if |
cannot do something the way [ used
to, I should try to find another way.
If it is something I just cannot do at
all, then it cannot be that important.
1t can wait till someone else can do
it.

1 may have to give in to some of the
symptoms I have from time to time,
but I will never give up. Everyone
has a purpose in life. We each need
to find it and live our lives to the full-
est.

Joyce lived her life to the fullest, she
had a purpose, and she never gave

up.

It is with the deepest sadness for me
to write that the TMA and the TM
community have lost a dear friend.
The world has lost a champion for
goodness and kindness. Joyce
passed away on Wednesday, Decem-
ber 31, 2003.

Joyce was going to college to be-
come a social worker. It was a pas-
sion for her and her dream. Joyce
may not have earned the degree; but
she was already doing the work. She
was passionate about her work for
the TMA and her support of the TM
community in Mississippi. Joyce
had monthly meetings of her support
group. For those of you involved in
leading support groups, you under-
stand the dedication and effort and
energy required to hold these meet-
ings on a monthly basis. Joyce was
always reaching out to her group and
offering support and encouragement.

She had a clear understanding of the
need of support and encouragement
and she was generous and kind in of-
fering this support to others. She was
on the telephone regularly with people
from her community. So many of us
had regular communications with
Joyce via email. Joyce often met with
people personally in her community
when there was a need for help. Joyce
was a steady source of strength for so
many of us.

The TM community is spread out all
over the country and all over the
world. My relationships take place on
the telephone, in letters and in email
messages. So it was with Joyce and
me. [ communicated with Joyce regu-
larly through emails and on the tele-
phone. Joyce was just a really sweet
and dear person. Joyce had so many of
her own physical and emotional chal-
lenges to deal with and yet she was
able to find the strength and the cour-
age to reach beyond her own difficul-
ties to help others. Joyce wanted to
help people. She took the experiences
from her own life and she offered
these as gifts to others who learned
from Joyce and were buoyed by
Joyce’s wonderful spirit.

There is a void in my world; a deep
and sad void. I will personally miss
this very sweet person. I have lost a
good friend. The TM community has
lost a friend and a great supporter.
Joyce was tireless in her work for our
community. She will be deeply
missed by all who knew her; she will
be missed by everyone in our commu-
nity who benefited from her kindness,
her caring nature and her positive en-

ergy.

We love you, Joyce. Her memory
should serve as a blessing for all of us.
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TM Support Group of New York
Pam Schechter

Since the publication of the last Trans-
verse Myelitis newsletter, the New
York Support Group, which focuses
on Transverse Myelitis awareness and
education, held its milestone meeting,
the tenth on August 23, 2003 and the
eleventh on January 24, 2004. We
hold our meetings at Ben’s Delicates-
sen and Restaurant in Bayside,
Queens, because the location is in a
shopping mall adjacent to a major
highway and is accessible to members
who live outside the city.

Our anniversary meeting, the tenth,
was chaired by Paula Goldstein,
C.S.W. who is a licensed social work
practitioner. She is currently group
coordinator at the Center For Coping,
which offers individual and group
counseling and teaches coping skills to
help people deal with a variety of
medical problems, stress, family prob-
lems, or other difficult life situations.
She is also the director of patient ser-
vices for the Long Island/Queens
Chapter of the Lupus Foundation. She
specializes in working with people
with chronic medical conditions and is
a frequent guest speaker for many or-
ganizations. She is the co-author of
several books, including “Coping With
Breast Cancer” and “Successful Living
With Breast Cancer,” published in
1999 and 2002, respectively. Because
of her impressive credentials and ex-
perience, we were delighted that Ms.
Goldstein had kindly consented to be
the principle speaker and to lead the
discussion at the meeting.

At the beginning of the meeting, Ms.
Goldstein distributed handouts to the
members and their guests. It was enti-
tled, “Coping With Transverse Mye-
litis” and listed fifteen statements as
points of discussion during the meet-
ing. Ms. Goldstein based the state-
ments on her prior professional experi-

ence with treating people with
chronic illnesses. Some of the state-
ments discussed included: every per-
son deals with Transverse Myelitis
(TM) in the same way (this statement
generated a very lively discussion
that ranged from outright opposition
to, surprisingly, some members who
agreed with it. Other statements that
led to spirited discussions included:
once diagnosed with TM, people can
resume some of their regular physi-
cal activities without any problems;
everyone with Transverse Myelitis
complains about fatigue; family
members are usually able to take TM
in stride; although nutrition is impor-
tant, there is no diet that helps people
with TM; for people with TM, cop-
ing strategies must be used consis-
tently, and finally, people are still
afraid to work with a mental health
professional to deal with problems.

From this diverse mix of controver-
sial statements (selected by Ms.
Goldstein), the ensuing discussions
provided the members and their
guests with a forum to dispute or
agree with each one based on their
own personal experiences. As the
meeting progressed and the discus-
sions intensified, Ms. Goldstein lis-
tened carefully to the members who
contributed their thoughts and feel-
ings and she made many perceptive
and supportive comments when ap-
propriate. At the conclusion, the
members agreed that the meeting
was a productive, insightful and sup-
portive session and members looked
forward to similar support sessions.

On January 24, 2004, Mr. Richard
Sabel was our principle speaker and
discussed a wide range of compre-
hensive alternative, as well as con-
ventional and traditional methods to
physical therapy and rehabilitation
for individuals with spinal cord in-
volvement. Mr. Sabel holds an
M.P.H. (Master of Public Health)
and O.T.R. (Occupational Therapy
and Rehabilitation), and is currently

the Program Manager at Beth Israel’s
inpatient rehabilitation program and is
adjunct instructor at Long Island Uni-
versity, Division of Occupational
Therapy. His approach included inte-
grated western therapeutic practice
with an eastern philosophy for per-
sonal development, prevention and
therapeutic function. This subject was
of primary importance, because it pro-
vided a powerful broad-based method
in addressing the mind-body-spirit
connection that could alleviate some of
the physical and mental pressures of
T™.

Additionally, Mr. Sabel lectured on in-
tegrative rehabilitation, restorative
yoga and breathing exercises as a
means to promote the occupational
performance and functioning of the
members. Halfway through his lec-
ture, Mr. Sabel commenced a series of
exercises for the members to perform
while seated that included body move-
ments of arms, legs and torso, deep
breathing and other exercises to pro-
mote serenity and a feeling of well-
being. The consensus of the members
and their guests was unanimous: they
felt better mentally and physically. At
the end of the meeting, they recom-
mended that we invite Mr. Sabel to re-
turn at a future time.

TM Support Group of Virginia
Pamela New

Our group has been very busy this past
year. We held our very first state-wide
meeting and had an attorney who spe-
cializes in social security disability law
as our guest speaker along with a re-
tired social security intake specialist
who now works with her practice. It
was nice to hear from the attorney side
of the disability process that we are,
indeed, doing things the “right” way!

I have been working really hard to get
a teen chat room working for the teens
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in my group! They seem very inter-
ested in the idea and we have had a
couple of meetings about the concept.
I have spoken with their moms, set up
chat room etiquette, and informed the
parents that the room is open to any-
one with internet access. Meeting with
the kids has been totally awesome.
They are the most amazing kids.

There are six “kids” in my group; four
of them are in wheelchairs. Edward is
now 21 years old, having contracted
TM at the age of seven. He is mobile,
works, attended college and has a
smile that will melt your heart! He is
at a point where | want to be one day.
He made a comment at our first meet-
ing that I remember still: “I just like to
forget about TM. It doesn’t control
me anymore.” [ want to be like Ed-
ward! He is on board to help me with
the younger kids with the chat room.
He is an awesome role model. He still
has some residual TM problems, but
you would never know if not for the
splint on his left hand. Courtney is my
other role model for my kids. She is
now 23 and has been in a wheelchair
since she was 16. She drives her cus-
tomized van, attends college, and is to-
tally awesome, as well. Between these
two young adults, I know that the
other kids in my group will come to
realize that having TM is not the end
of the world. Brandon, age 15, Em-
manuel, age 14, and Casey, age 13 are
all in wheelchairs. Mia is 16 and has
some mild mobility difficulty with her
left leg, some residual from her initial
TM attack.

The chat room is there for the teens;
adults will not be there participating or
“watching.” This is important. If this
works well, others, internationally,
will become involved. TM is not just
in Virginia, not just in the US, but ex-
ists around the world. We are working
through Geoff, and the UK support
group, to get teens from the UK in-
volved. This is an important project
and would like to get as many teens in-
volved as possible. It will work, be-
cause it is important to all of them!

Ron Hutton (VA), Stephen Miller
(OH), Paula (WA), and Debbie (CA)
have all been instrumental in this
project.

Fundraising! My children are still
working on a bowling fundraiser.
The name of the fundraiser is Vir-
ginia Bowls Over TM. I will keep
you posted on the details. The plan
is to coordinate it state-wide so that
all of the children and grandchildren
of support group members can par-
ticipate in the fundraiser in bowling
alleys around the state on the same
day. I cannot take credit for the
name of the fundraiser. It goes to
Greg Seiler who also came up with
the fundraiser premise. It will be fun
and will raise money. This I prom-
ise!

If you have any ideas for other fund-
raisers, please let me know!

Fundraising and
Awareness

Help us find a cure for Transverse
Myelitis

Let me introduce myself. My name is
Cathy and I am the mother of three
wonderful young children: Matthew,

Kevin and Rachel. Our lives were
changed forever on October 9, 1999
when Rachel (who was 6 1/2 months
old at the time) woke up and was para-
lyzed from the neck down. She spent
18 days in the hospital where she was
diagnosed with Transverse Myelitis. In
Rachel’s case, doctors feel the virus
she had at the time caused her immune
system to attack her spinal cord, caus-
ing her spinal cord injury. Thankfully,
Rachel has regained the use of her
arms, but she remains totally paralyzed
from the waist down. The prognosis
for Rachel is uncertain; as it is for eve-
ryone who contracts TM.

Rachel’s birthday is March 24th. In
honor of her birthday, her brothers,
Matthew and Kevin, launched the in-
augural Reading for Rachel Program
in March 2000. Matthew and Kevin
are starting a tradition in honor of their
sister, and we are hoping that you will
become a part of this tradition by par-
ticipating in this wonderful learning
experience. All funds received by The
Transverse Myelitis Association for
the Reading for Rachel Program will
be used exclusively for research to bet-
ter understand TM, to find treatments
for the symptoms of TM, and to ulti-
mately find a cure.

Matthew and Kevin are asking other
students to help raise funds to support
TM research by finding sponsors who
will pledge and pay for each of the
books they read during the month of
March. Not only does this project pro-
vide research funds for The Transverse
Myelitis Association, but it provides
wonderful lessons about life and edu-
cational opportunities for all who par-
ticipate.

The Reading for Rachel Program
raised more than $9,000 in 2003 for
TM research. We are very grateful for
everyone who participated in our pro-
gram and for making such a wonderful
difference for so many deserving peo-
ple. If you are a teacher, a student or a
parent of a student and would like to
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establish the Reading for Rachel Pro-
gram in your school, everything you
will need to get the program started
can be found on our web site:

http://www.readingforrachel.org/

Reading for Rachel will take place in
Worthington Estates Elementary
School beginning on November 17
this year. Pauline Siegel is a second
grade teacher in this school near Co-
lumbus, Ohio. Rachel and I help to
kick off the program each year at Wor-
thington Estates, and we will do so
again this year. It is wonderful to meet
all of the students and teachers. Itisa
great opportunity for us to help bring
awareness about TM and to help these
young people better understand some-
thing about paralysis.

My husband, Dan, and I are so proud
of our sons for starting this wonderful
annual project in honor of their sister,
Rachel. It gives them a real sense of
purpose as we patiently wait for Ra-
chel’s uncertain recovery. We are most
appreciative of your support of the
Reading for Rachel Program and The
Transverse Myelitis Association. Your
generosity and caring offers hope to
Rachel and to the many other children
and adults with TM.

Cathy Dorocak

Rachel’s Mom

And National and International Chair
of the Reading for Rachel Program
cathy@readingforrachel.org

(440) 572-5574

Kevin’s Cause Fundraiser to
Benefit TM Research
Jeanne Hamilton

Our son, Kevin, was afflicted with TM
in May of 2000. A group of friends
who are concerned about how TM
continues to affect Kevin and our fam-
ily helped us to put on the second
Kevin’s Cause Fundraiser to benefit
TM research.

There were four elements to our
fundraiser last September:

1. Raffle of a “Free” 2 year leased
Subaru (I have a brother who
works for Subaru).

2. Raffle of $1000.00 cash.

3. Donation to attend BBQ Event

4. Silent Auction tables

The Subaru lease we secured through
my brother. (We chose a lease in-
stead of a car, because we would
have had to purchase a car at cost for
something like $15,000.00. Also,
there would have been tax conse-
quences for the winner. The lease
was totally free and a lot less risky
although somewhat less desirable).
The $1000.00 cash came from the
proceeds of the raffle, and tickets
were very easy to sell. We gave raf-
fle tickets to sell to everyone who of-
fered to sell them. Family, friends,
and TMA members from the Illinois
support group and the parents online
chat group were very helpful selling
raffle tickets.

For everything, we solicited friends
and family: Does anyone have print-
ing connections? We were able to
print the 10,000 raffle tickets and
1000 invitations for a total cost of
$50.00. Can anyone make a dona-
tion to the silent auction directly or
know someone who could make a
donation? Can you sell raffle tick-
ets? While I primarily wrote the in-
vitation, I have a friend who is a
graphic designer who put it together
for me.

As far as the mailing list, I started
with my address book, then added
my husband’s business contacts, then
asked friends and family to give ad-
ditional addresses for their friends
and acquaintances who would be
willing to possibly come to the event
or make a donation. I believe we
sent out around 450 invitations.

Having the BBQ gives the fundrais-

ing a focal point. Both raffle winners
were announced at the BBQ and peo-
ple attending participated in the silent
auction. For the BBQ, my friend
opened up her very large house. Addi-
tionally, we used two outdoor tents.
We provided the main course, a lim-
ited selection of bottled beer, wine,
margaritas, and some violinists and a
singer for entertainment. We also
asked close friends and family to bring
desserts and appetizers. Overall, the
night was a lot of fun.

We have used this formula twice and it
has been very successful, although a
lot of work. Between our two parties,
we have raised over $100,000.00 for
TM research.

I would be happy to assist anyone else
trying to raise money for the TMA. If
you have any questions that I can an-
swer, please call me at (847)670-9457
or e-mail me at
jeannemarieh@msn.com.

TMA Cookbook
Alan Connor

We finally finished the cookbook, and
it went to the publisher on April 12,
2004. I want to thank everyone who
contributed recipes, stories, words of
wisdom, and art. The book has 146
recipes, along with TMA information,
and cooking hints. The cost for the
book is $10 plus $2 for shipping and
handling in the continental US. We
are still trying to determine the cost to
ship outside the US, and all of this in-
formation will be posted on the web-
site. We have ordered 200 books to
start and we need to sell 82 to break
even with the publisher. Everything
we sell after the 82 books will be a
contribution to the TMA, and we can
order more as we go along. Itis a very
nice book. It is a great little gift. You
can start your holiday shopping early,
or buy it as a way to say ‘thank you’ to
someone that has been especially sup-
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portive of you or your loved one with
TM. To purchase, make your check or
money order payable to the TMA, and
send to:

Alan Connor

117 Foxhound Drive

Glen Burnie, Maryland 21061
Allow 2-4 weeks for delivery.

http://www.myelitis.org/local/md/
cookbook.htm

The Independent Riders of Ohio
Poker Run for the TMA

The Independent Riders of Ohio held a
poker run and an auction to raise
money for The Transverse Myelitis
Association. The fundraiser was held
on September 6™, 2003 to honor
Theresa “Giggles” Large, the Inde-
pendent Riders Club Secretary. Gig-
gles has TM and is a member of the
TMA. Members of the Ohio TM Sup-
port Group of the TMA were also in
attendance at the fundraiser. The
poker run covered central Ohio and
then an auction and dinner were held
at J.R. Buzzard’s Roadhouse. Live en-
tertainment was provided by Camel-
toe. A great time was had by all. It
was a fitting honor for Giggles and the
Independent Riders of Ohio raised
over $1600 for the TMA. A special
thank you to Diann “Wiggles” South
for all of her hard work in putting on
this event for the TMA and her won-
derful friend, Theresa!

Sell on eBay and Support The
Transverse Myelitis Association!

Looking for a fun and unique way to
raise money for The Transverse Mye-
litis Association?

Now you can sell an item on eBay and
donate from 10% to 100% of the final
sale price to help support educational

and research efforts for a spectrum of
rare neuroimmunologic diseases of
the central nervous system. Disorders
in this spectrum include, Transverse
Myelitis, Acute Disseminated En-
cephalomyelitis (ADEM), Optic
Neuritis, and Neuromyelitis Optica
(Devic’s disease).

Clean out that closet or basement or
attic. You can sell practically any-
thing on eBay and donate a percent-
age of your net proceeds to The
Transverse Myelitis Association.

How Does It Work?

MissionFish, a nonprofit organiza-
tion specializing in online charitable
auctions, developed Giving Works
for eBay. Although items will be
posted through MissionFish, they
will appear with all other listings on
eBay. Giving Works items are
marked with a charity ribbon icon so
buyers know they are supporting a
good cause. Buyers tend to trust
charity sellers more and these items
often sell for more than non-charity
listings. In addition, Giving Works
items appear in three categories for
the price of one: the category you se-
lect, the eBay Giving Works cate-
gory and on the MissionFish non-
profit homepage.

To start:

1. Visit www.MissionFish.org

2. Get registered

3. Choose an item to sell

4. Write an item title and descrip-
tion

5. List your item through Mission-
Fish and indicate that it will
benefit The Transverse Myelitis
Association.

6. Complete your transaction; Mis-
sionFish collects your donation
and passes it on to us.

We appreciate your continued sup-
port!

Jim Lubin
Information Technology Director

Donations to The Transverse
Myelitis Association using
Paypal

It has been a fundamental policy of the
TMA from its inception that we would
not charge a fee for access to support
and information. Consequently, the
TMA does not have a membership fee.
Regardless of whether you have one of
the rare neuroimmunologic diseases,
or you are a caregiver or family mem-
ber, or you are a physician, scientist or
medical professional, membership in
the TMA is free.

Unfortunately, our services come at a
cost. For those of you who have been
involved in the TMA, you know that
we have no overhead or administrative
costs and you also know that we do
not use our resources to raise money.
The officers pay for most of their own
supplies, internet access, and long dis-
tance phone bills. The officers and
support group leaders are all volun-
teers; the TMA has no employees.
And we all work out of our homes.
The money we raise goes exclusively
to providing services to our members,
and most of our resources are used for
postage and printing and to offer edu-
cational opportunities to our members.

Our operations depend entirely on do-
nations from our members. If you are
able to make a contribution to the
TMA, we need for you to do so. At
the present time, donations to the
TMA are almost exclusively made
from our membership in the United
States. Having an international mem-
bership is very important to the TMA,
and it is also very expensive. We need
for our international members to assist
us with donations when it is possible
for you to do so.

International contributions to the TMA
can be made through Paypal. Paypal
is a service that allows you to securely
send and receive money via bank or
credit card to anyone worldwide. Ac-
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counts are easy to setup and they are
free. Please visit www.paypal.com for
more details or to set up a free ac-
count. You can use your PayPal ac-
count to make donations in U.S. Dol-
lars, Canadian Dollars, Euros, Pounds
Sterling or Yen.

We are grateful for your willingness to
support your TMA.

The Most Successful Method for
Raising Money for Research

The most successful fundraising ac-
tivities we engage in are those that fo-
cus on our friends and family mem-
bers. I know, I’'m sounding like a bro-
ken record. Try to get used to it, be-
cause | don’t plan on quitting. If we
want a cure for myelin and nerve dam-
age, we need more research, and if we
want research focused on the damage
caused by the neuroimmunologic dis-
orders, we need to raise the money.
No one else is doing this fundraising
and no one else is going to do it.

If we are going to raise this money, the
vast majority of it is going to come
from you and from your friends and
family members. Why? Because they
are the only people in the universe
who know about these conditions and
they are really the only people who
care!

I am not comfortable asking my family
for money. I am less comfortable ask-
ing my friends for money. I am no
different than you. But I have learned
to do it, because I have come to accept
that this is the only way I can make the
difference for Pauline and the so many
others of you who I have come to love
and care about so deeply.

I have an idea which I think might
make this easier for you to accomplish.
I have written a letter and have posted
it on our web site. You can find it
from the ‘donations’ link under the ti-

tle Fundraising Letter for Christ-
mas Cards. 1 have included impor-
tant information about TM and the
neuroimmunologic disorders, about
the TMA, and why it is important for
the TMA to succeed in raising
money for research. The letter is cre-
ated in Word. Since most people
have MSWord on their computers, I
am encouraging you to personalize
this letter. Please include informa-
tion in this letter about how TM and
the other neuroimmunologic condi-
tions have impacted your lives, and
why you need for this research to be
done.

When you send your Christmas cards
this year, and every year, please in-
clude a copy of this letter in your
card. Just fold it and put it into the
card; it won’t cost you a penny more
in postage, unless you are sending
really fancy shmancy and heavy
cards or your letter becomes a book.
So, what’s a little more postage?
And, if you don’t celebrate Christ-
mas, you can include the letter with
any regular correspondence you have
with your family and friends. You
can include it in all of the cards you
send to people! Happy Birthday,
Uncle Harold; and oh, by the way ....
Or use the letter as a good excuse to
communicate with your family and
friends. Send all of them a letter to
let them know how you are doing;
and include this letter with your
mailing.

Do it for yourselves and do it for the
other children and adults in your
community who need this research
and the great hope that this research
brings for all of us.

The Transverse Myelitis
Association 2003 Statement of
Financial Activities

(in US Dollars)

Paula Lazzeri

The following tables present The
Transverse Myelitis Association An-
nual Financial Report for 2003. The
TMA (General) Fund column presents
all funds received and expended di-
rectly by TMA as recorded in the As-
sociation’s financial account. The To-
tal Donations and Expenses to Benefit
TMA column is presented to help con-
vey the total costs of providing TMA
member services during 2003. This
column includes funds/activities re-
ported in the TMA (General) Fund, as
well as non-reimbursed expenses paid
by members of the Board of Directors.
These non-reimbursed expenses also
are shown as Donations made by
Board of Directors under Revenues.
The Donations made by Board of Di-
rectors line item presents the amount
of funds spent by members of the
Board of Directors that were not reim-
bursed by the TMA (General) Fund.
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The Transverse Myelitis Association 2003 Treasurer's Annual Report

INCOME

2003 Strategic Planning Meeting Donations
2004 TM Symposium

amazon.com Commissions
CafePress Commissions

Donations made by Board of Directors
Endowment Donations

Endowment Interest

General Donations

iGive.com Commissions

Interest

Research Donations

Support Group Donations

Video Sales

TOTAL INCOME

EXPENSES

Bank Fees (cashier checks, merchant svcs)
Board Meeting Expenses
Domain/Web-site/Webhosting

Internet Service Provider

Johns Hopkins Coordinator Research Position
Membership Fees

Mileage and Parking

Office Equipment

Office Supplies

Postage

Printing

Software

Secretary of State Registrations/Annual Report
Strategic Planning Meeting Expenses
Support Group Expenses

Telephone and Fax

Workshop Expenses

TOTAL EXPENSES

Net Income

TMA Funds

65
71,526
124
1,563
64,855
604
300

165,619

80

599

14,984
9,243
40

230
14,289
235

0
1,000

65,700
99,919

Total Donations and
Expenses to
Benefit TMA

177,872

80
4,795
792
1,606
25,000
215
192
2,496
764
15,647
9,293
189
230
14,289
349
1,018
1,000

77,953
99,919

Transverse Myelitis Association 2003 Statement of TMA Account Balances

Operating Fund
Research Fund

2004 TM Symposium
Endowment Fund
Endowment Interest
Support Group Fund

115,987
128,989
50
10,007
465

369
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The Transverse Myelitis
Association 2003 Donors

We would like to express our deepest
gratitude to the persons and the organi-
zations that support the work of The
Transverse Myelitis Association. It is
through their generosity that we are
able to offer the services to our mem-
bership; they also make possible the
expansion of services to our existing
and future members. The following
persons and organizations made dona-
tions to The Transverse Myelitis Asso-
ciation in 2003. The donations made
by members of the Board of Directors
include non-reimbursed expenses.

$5-25
Ralph and Joan Allen
Edna Alvarez
Martin and Evelyn Babare
James and Lara Bailey
Erika Bale
William and Joy Barnes
Frederick and Joyce Beiner
Stephen and Valerie Belawski
Earl and Florence Bell
Neil and Linda Berns
Robert Bitters
James Bliss Memorial:

Ben and Nancy Magistro
Susan Borden
Douglas and Pennina Borses
Janice Brent
Zola Brisson
Richard and Donna Brown
Kathleen Burgan
Perry and Mary Burkey
Shirley Burnett
Jude and Barbara Carluccio
Jeanette Clark
Daniel and Barbara Cole
William and Mary Jane Coleman
Andrew and Jean Coppolo
Steven Covina
Karen Crawford
John and Catherine Cunnington
Michael and Deborah Curtin
Jason Daniels and Christina Otto
Owen and Ann Davis
Rebecca Deljanovan

William and Linda Devery

Jeffrey and Sherry Dipaolo

Christina Dolan

James R. Dossa Memorial:
Donald and June Hartwig

Asma Fadra

Frank and Joan Fink

Ruth Fleming

Gary and Colleen Foster

Betty Fromowitz

Blair Frost

Andrew and Patricia Galanski

Gerald's of Northville, Inc.

Roy and Maureen Gibson

Wayne and Sandra Gilbert

Jean Giordano

Vivian and John Giuntini, Jr.

Stephen Graham

Pam Grietens

Thomas and Cynthia Griffiths

John and Kimberly Gruca

Patricia Gustin

Helen Hall

Sharon Hall

Richard and Phyllis Hanlon

Julie Harnar

Jim and Barbara Harper

Margaret Haupt

Sue Haymn Memorial:
Bernard and Geri Dubrow

Judith and Gerald Haynes

Michael and Jo-Ann Hedderich

Mitchell and Uyen Hegman

Ken and Lois Helvie

Donald and Dinah Henderson

Robert and Wendy Henderson

Joan Herling

Martha Hernandez

Dian and Thomas Hersam

John Hersker

Gordon and Virginia Hinzmann

Earl and Janice Hodges

Donald Hodgson

Robert Hunn

Ronald and Rachel Hutton

Dave and Michele Hvizdos

Jackie Infalt

Helen Jendrusik Memorial:
Donald and June Hartwig

Truman and Myrna Jones

Elsie Keisner

Alan and Sylvia Kiehn

Carole Killeen

Ronald and Phyllis King

Marie King
Russell and Geraldine Kinsey
Ellen Klein
Carolyn Krietenstein
Kim Krumenaker
Daniel and Nicole Kunes
Marvin and Anne Kurtzman
Terry Landry
Jonathon Laskin Memorial:

Bernard and Geri Dubrow
William and Emmy Lawrence Ttee
Patricia Loesch
Lawrence and Kathleen Lomastro
J. Michael and Judith Loyd
Raymond and Anne-Marie Larocque
Ralph and Leona Main
Christopher Maryatt
Linda McBee
Gene McBrayer
Albert and Mary Ann McClean
Mr. & Mrs. David McCobin
Daniel McNulty
June Meyer
Paul and Margaret Meyer
B.F. and Berneita Miles
Stephen and Michelle Miller
Marie Miller
Sandra Lynne Mitchell
Dorothy Monahan
A. & E. Moore
Paul and Susan Moskowitz
Walter and Christina Niland
Colonel M.L. and G.H. Ogilvie
Kenneth and Janet Oliver
Theresa Pacione
Neal Palmisano
Terry and Sandra Parker
Deborah Peebles
Nancy Penslien
Roland and Doris Phinney
'"Lyn Pignon
Kenneth and Sharon Pipes
Robert and Denise Pluhatsch
J.E. Polk-Matthews
Dr. Wayne and Rebecca Rabalais
Joseph and Alba Ragno
E.R. and Mina Raulerson
Mr. and Mrs. John Reed
Janice Reiber
Diane Riddle
Kelly Rousseau Memorial:

Reg and Lynne Rousseau
M Santos
Brent and Lorraine Schrecongost
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Chris Scott United Way of King County Roland and Marjorie Hiles

Janet Seward Terry and Debra Anderson Debra Hindman

Margaret Shearer Ben Broome Patricia Holt

Truman and Carlene Shultz Frank and Rose Fialkowski Barry and Mary Horek

E. Victoria Siebert Felicity Hayward Edward and Lucille Jaworski
Sherman and Barbara Siegel Barbara Houston Faye Jenkins

Judith Silverman Joyce Mackiewicz Donald and Trudy Johnson

John and Mary Sloan Robert and Dorothy Paulson Judicial Information Systems Training
Thomas Softy Gregory and Rose Marie Karoly Department

Robert Solis Isabel Marshall Carl and Dorothea Kaschube

J.R. and Roberta Jean Sorensen JP Parisien Dianna Kause

Harold and Ann Sorley Mack and Charlotte Kidd

Tammy Spatz $50-100 Jim Kodet

Eileen Splinter Charles and Joan Abbe Kenneth and Christi Kramer

Leo and Phyllis Stevens Jean Anthony Marilyn Lehmann

Cynthia Stone Stewart
Dorothy Strickland

Dan and Neva Sullivan

Stacy Thompson

Ann Tierney

Jimmy and Glenda Todd
Harvey and Rochelle Tolpin
Marian Tope

Marc Vanger

Kirk Vanlaningham

Virginia Mason Medical Center
Charles and Alice Voss
Megan Voyda

Steve and Sherry Wainwright
Lee and Amy Warner

Charney and Marjorie Weber
Kenneth and Naomi Wegmeyer
Karen West

Paul and Michele Wilson
Andrea Winokur

Richard and Kathleen Witt
Willis and Dorothy Wurdeman
Abid Zayad

Richard and Jane Zemba

$25-50

LeRouvillois Corinne

Marian Carroll

Paul and Sandra Consalvo

James and Sylvia Darby

James Johnston

Randolph and Marie Walker

Milton and Carol Howe

E. Butler

Delores Cain

Josephine Laurell Memorial:
Brian Higa, O.D. & Associates

Lyn Leighton

Paul and Marianne Marchionna

Peter Bailey, MD.
Evelyn Barzie
Mr. & Mrs. Ronald Batzer
Emma Louise Benedict
Debra Berry
Richard Dick Bestwick
Marvin and Helene Blaustein
Lynn and Kimberly Branch
James Buskirk
Susan Camp
Frank Carone
Douglas Cessford
Laura Sue Cleveland
Wayne and Lorraine Craven
Nicholas and Josephine D'Amato
Dale and Mary Dasher
Charles and Sandra Deming
Randy and Lorri Dillman
Daniel and Cathy Dorocak
Paul and Mary Doyle
Gerard and George Dreyer
Irene C. Drouin Memorial:
Gloria, Jolene, Parrish, and
Darcy Kelley
Elda S. Martin
Anita and Cheevo Nardini
Anna J. Santini
Nancy and Tony Wolski
Elmer and Valerie Eisenhower
Roland Erhel
Charles Fisher
James and Linda Fitzroy
Conner and Mary Garrity
Angela Gledhill
Mary Grossnickle
Sister Joseph Andre Hafertepe
John and Eunice Halverson
Dale and Phyllis Haney
William and Karen Herbst Trust

Lois Lommel

Nancy Mackiewicz

Melinda Macy

Angeline Magistro Memorial:
Dan and Cathy Dorocak
Donald and June Hartwig
Ben and Nancy Magistro

Wendell and Hilda Malcolm

Kennard Matthews

Paul and Evelyn Miller

Rebecca Moran

Ainslie Peoples

John and Vanessa Pesec

Bernie and Penny Pfiester

Mrs. Desire Pignon

Brian and Phyllis Pollock

Ruth Poremski Memorial:
Peter and Jean Ruotolo

Maureen Prather

Capt. J.P. and Virginia Prestwich

Betty Jo Prill

Thomas and Patricia Reeve

Stan and Marjorie Riddle

Lauro and Barbara Rozul

Stephen and Linda Rubarski

Albert Salerno Memorial:
Carole Salerno

Gregory and Malessa Seiler

William and Kathleen Senge

Joseph and Marie Shadduck

Jane Shaffer

Victor and Jean Skrzypek

Richard and Barbara Smith

Roger Stafford

James and Deborah Stephens

Ronald and Deborah Sturdevant

Mark and Karen Sullivan

Jeanniece Sullivan

Mrs. Ida Mae Surratt
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Thomas and Clemantin Thomas Carol Lange Carol Lodge
Jerry and Diane Vecchione David and Stacy Levihn James Maddox, CPA

Calvin and Margherita Wang
William and Melanie Whitehead
Nils and Min Wickstrom

Worthington Estate Elementary School

3rd grade
Gerald and Hazel Zimbric

$100-200

Chaim and Rina Amir

James and Lisa Andrews

David Argetsinger

Nevin and Donna Armstrong

Wilma Bartholomew Memorial:
RJ Bartholomew

William and Eleanor Bing

Alexander and Ann Bottino

Martin and Bonnie Brozosky

BXL International Sales, Inc.

Herbert and Israela Chaleff

Gail Christensen

Warner Clark

Brandt Culpepper

Mary Danenhauer

May Danenhauer Memorial:
Mary Danenhauer

Phyllis Dreyfuss Memorial:
Phillip and Valerie Vitali

Geri Dubrow

Pete Eckel

Lewis and Claire Evans

Frank and Suzanne Gagliano

Robert "Riley" Getman Memorial:

Mr & Mrs A. Astafan
Robert and Belle Getman
Mary Lantigne
Cam Moses
Mr & Mrs Larry Powell
Catherine Gloeckler
Virginia Gould
Gail Gibbons Hirsch

Gerald McNeil and Maureen Hogan

Mary Hogan

Jean Homenick

Catherine Hough

Rabbi Gary A. Huber
Jeffrey and Christine Infalt
Lloyd and Lillian Inman
Lauralee Jacobs

David and Alissa Janes
James and Beatrice Jonas
Barry and Mary Kercher
Michael and Deborah Kohut

Patricia Lopez-Cepero

Robert and Linda Malecky
Vickie McGraw

Cynthia McLeroy

Richard and Milghen McMahan
Lawrence and Janet Messinger
J.W. and Peggy Miller

James and Cynthia Miller
David and Joyce Mordhorst
William and Elizabeth Morris
Paul and Bonnie Narducci
William Nealis

David Nord Memorial:

Lois Schenfeld
Richard and Lisa O'Brian
Gordon Phillips Memorial:

Robert and Mary Bzik
Harry and Doris Poss
Evelyn Powers
Donald Sager, Jr.

Joseph and Jill Sciacca
Amir and Cindy Shahkarami
Frank Shelton

Pamela Sloan

Michael and Kathleen Smith

Southwest Florida 10-13 Club, Inc.

Tim and Nancy Spralding
Dorothy Stream

Edmund and Carolyn Sunday
William and Helen Thompson
Albert and Patricia Tolle
Cherie Vanderhoeven

Janice Weiner

Eliot Welch

Karen Wexler

Sally Wheeler

B. Lee and Annabelle Wood
Kevin and Kris Woods
Michael Wright

$200-300

Steve and Ali Alderton
Beverly Christensen

Lori Malloy Cummings
Patricia Curley

Subhash and E. Loraine Domir
Robert and Joan Green
Thomas and Jeanne Hamilton
Hargrove Construction, Inc.
Maureen Hogan

Charles and Mary Ruth Kieffer
George Linhart

Mr. & Mrs. Hilda Maibach
Nancy McDaniel/TTEE
Tina McGlynn
Bonita and Kelly Nolan
George Perdue
RE Landscape Services, Inc.
Barbara Sattler
Software Maintenance, Inc.
John and Margaret Stover
Natalie Strong
United Way of Wyoming Valley
Philip and Helen Williams
Rebecca Williams
Judy Yeh
Marie Zimmer Memorial:
Lee and Linda Farley, Joyce
Ann Brown
Morgan and Pamela Hoge
John and Sandra Hoover
Neal and Barb Williams
Hank and Dot Zimmer

$300-500

Lawrence and Judith Dubow

James Exarhopoulos Memorial:
James and Madelyn Brown
Paul and Jane Brunelle
Robert and Margaret Clark
Peter and Ethel Debakker
Irene Kalich and Mary Egan
Sandra Gustin
Thomas and Lisa McManamin
Vincent and Catherine Miola
Patricia Naze
Thomas and Donna Peck
James and Donna Polechronis
Suffolk University, Baseball
Booster Club
William and Susan Wing

Richard Fox

Frank and Janet Hargrove

Edna Higgins Holtz Memorial:
Ellis and Eileen Beesley
Edward and Kathleen
Campbell
Charles and Patti Dill
Ellen Kenny
George and Barbara Lund
Robert and Susan Peters
Benton and Diane Thompson
Terrence Thompson
Carolyn M. Walker
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L. Robert Kimball & Associates, Inc.
Maurice and Patricia Knowlton
Lisa Schillon Memorial:
W. Monroe Atkinson
Barthco International, Inc.
Cognis Corporation
Walter and Maryann Eckhoff
Charlotte and Alan Leibowitz
Janis and Scott Leibowitz
Sheri Leibowitz
Louis and Victoria Maita
Robert and Linda Smith
Ms. Lynn M. Knapp, WES Math Stu-
dents, Worthington Elementary School

$500-750

Arlington Heights Junior Woman's
Club

Stephen and Victoria Davis
Grainger

Adam and Dana Kaplin

Irwin and Marcille Pollack

Dean Tills

Tullyvision Studios, Inc.

Frank and Florence Zuvich

$750-1,200
Brad Hampton and Lynne Chafetz
John and Mary Craven
L.L. and D. Croonquist
Mortgage and Equity Funding Corp.
Fred and Renee Pritzker
Michael Wynne Memorial:
ASHA
William and Tamala Bradham
Deb Carlson
Dennis and Orpha Duell
Michele Fetsko
Martha Graves
Michael and Judith Guerrieri
Robert and Martha Hanyak
Indiana Speech-Language-
Hearing Association, Inc.
Indiana Lions Speech &
Hearing
Paul and Alberta Kessler
Stuart and Cynthia Kleit
Dianne Meyer
Bernadette Milone
Clyde and Gwenyth Philbrick
James and Mary Pope
Jay and Coille Putman
Nancy Reed
Donna Segal

Sunset Software c/o Richard

Katz

Ray Ogle and Gail Whitelaw

Erica Wilens

$1,500-1,800

Michael and Debbie Capen
Elaine Chapin

Independent Riders of Ohio
Darian and Amy Vietzke

$2,000-2,300
Dick and Deanne Gilmur

$3,000-4,000
Walter and Maureen Hallagan
Myk and Paula Lazzeri

$4,000-5,000
The Gardner Grout Foundation

$5,000-5,500
Claddagh Foundation, Inc.

Diane Lynn Family Foundation, Inc.

Sandy and Pauline Siegel

$8,500-9,000
Reading for Rachel

$25,000-27,000

TMA Strategic Planning Meeting

fundraisers (Includes Chafetz,

Lazzeri fundraisers, and quilt raffle)

$50,000+
Kevin's Cause Fundraiser

TMA Medical
Advisory Board

Gregory N. Barnes, M.D., Ph.D.
Assistant Professor of Neurology
and Pediatrics

Divisions of Child Neurology
and Epilepsy

Department of Neurology
Vanderbilt University School of
Medicine

Room 6114, MRBIII Building
465 21st Avenue South
Nashville, TN 37232-8552

James D. Bowen, M.D.
Assistant Professor, Neurology
Multiple Sclerosis Center
University of Washington

Box 356465, Room RR650

19 NE Pacific

Seattle, WA 98195-6465

Adam I. Kaplin, M.D., Ph.D.
Consulting Psychiatrist, JHTMC
Departments, Psychiatry and
Neuroscience

Johns Hopkins Hospital

Meyer 115

600 North Wolfe Street
Baltimore, MD 21287

Douglas Kerr, M.D., Ph.D.
Assistant Professor, Neurology
Director, Johns Hopkins Transverse
Myelitis Center

Johns Hopkins Hospital

600 North Wolfe Street

Pathology 627C

Baltimore, MD 21287-6965

Chitra Krishnan, M.H.S

Sr. Research Program Coordinator

Johns Hopkins Transverse Myelitis Center
Department of Neurology

Johns Hopkins University

600 N. Wolfe Street

Pathology 627 C

Baltimore MD 21287-6965

Charles E. Levy, M.D.

Assistant Professor, Orthopaedics

and Rehabilitation

Chief, Physical Medicine and
Rehabilitation

North Florida/South Georgia Veterans
Health Service

University of Florida

1601 SW Archer Road

Gainesville, FL 32608

D. Joanne Lynn, M.D.

Associate Professor, Neurology

Multiple Sclerosis Center

The Ohio State University Medical Center
453 Means Hall

1654 Upham Drive

Columbus, OH 43210

Frank S. Pidcock, M.D.

Associate Director of Rehabilitation
Assistant Professor of Physical Medicine
and Rehabilitation and Pediatrics
Kennedy Krieger Institute

Johns Hopkins University School of
Medicine

707 North Broadway

Baltimore MD 21205
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