A863P
nn/\p N N n.nf\fl N N
e it
J 0 v U
F216S
S241T

L858H

F216S

S241T

. ) Sheets et al SFN

1848T



42 y.0. male with history of RRMS

A 28y.0.. Hemibody numbness, followed by optic neuritis, bilateral leg
numbness, bladder dysfunction: all resolved

AMRI: cerebral and spinal cord demyelination
A 40vy.0.: Tonic-clonic seizure; started on phenytoin 100 mg TID
A SI. Spasticity. Rebif started

A 42 y.0.: Fell into Medicare "donut hole". Unable to afford
medications. DC'ed phenytoin, Rebif

A Two weeks later: Found unresponsive after apparent seizure

A Admitted comatose to ICU, awoke over 1 wk with paraparesis, urinary sx
A MRI: increased, extensive bihemispheric demyelination

A Rebif, phenytoin restarted

A Persistent spastic ataxic gait, urinary dysfunction, memory difficulties






Na, 1.7 and Na,1.8 accumulate in injured axon tips in
Painful Human Neuromas

control neuroma

control neuroma

Black et al, Annals of Neurology, 2008
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Na,1l.7 and Na,/1.8 are Up-regulated in models of
Acquired Inflammatory Pain

control carrageenan

control Na,1.7 carrageenan

I carrageenan

I saline

| contra carrageenan

Intensity




DRG neurons express multiple Na channels
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Nl am 25 years old, tetraplegic (C5) after a ski accident. And
| have constant burning pain. On the internet | read about
research. I'd like to know if | can keep my dream of taking
some steps and living without pain some day.

Yours truly

N

Ee.




Na,1l.7 and Na,1.8 are important in Acquired Pain

Joel Black, PhD Collaborators (Human Neuromas):
Ted Cummins, PhD Troels Jensen, MD,PhD (Denmark)
Sulayman Dib-Hajj, PhD Lone Nikolajsen, MD, PhD (Denmark)

Shujun Liu, MA

Andy Hudmon, PhD

Jin Choi, PhD

Steve Waxman, MD, PhD



22 Y.0.:

24 y.0..

28Yy.0.:

29Yy.0.:

31ly.0.:

33Yy.0.:

M.C. Previously healthy female accountant

Optic neuritis. VA 20/20 —— 20/200
Remission p 4 wks. VA —>20/20

Diplopia, slurred speech, face numbness
Remission: nearly full recovery p 5 wks

Numbness, weakness of legs
Numbness resolves.
Weakness persists

Persistent, unpleasant
paraesthesiain legs

Trigeminal neuralgia.
Rx: Carbamazepine

Intention tremor,
cerebellar ataxia
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