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Nerve conduction studies in the median (a, b) and tibial nerves (c, d).

Table 1 Nerve conduction studies.
. F-wave
MCV DL duration CMAP M1 : SCV SNAP
(m/s) (ms) (ms) mV) mn. lat.—frequency () V)
(ms) (%)
Median. N (R) 52.9 2.8 75 5.6 30.4 18 55.4 26.5
Before treatment o, .1 N (R) 36.7 5.2 9.1 34 not evoked
December 2009
Sural. N (R) not evoked
Median. N (R) 53.9 26 5.9 8.8 28.6 81 59.5 23.3
After treatment o) N (R) 41.2 42 55 4.4 59.4 100
August 2010
Sural. N (R) 53.0 3.8
Median. N (R) 57.8 2.9 6.1 11.9 26.8 87 55.4 25.1
After treatment o N (R) 473 45 5.0 6.7 53.3 100
January 2012
Sural. N (R) 61.9 4.5

MCV = motor nerve conduction velocity, DL = distal latency, Min. lat. = minimum latency, CMAP = compound muscle action potential,

SCV = sensory nerve conduction velocity, SNAP = sensory nerve action potential.
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ERRAAT TSGR MR L T 5 (Fig. 3).
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Fig. 2 Somatosensory evoked potential by stimulation of the right
median nerve.

HS1 = left Shagass point, Erbl = left Erb point, Erb2 = right Erb

point, CS5 = fifth cervical spine.
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Fig. 3 Clinical course.
TDF/FTC = tenofovir/emtricitabine, DRV = darunavir, rtv = ritonavir, ND = not detected. HAART was initiated in
January 2010. After six months, the patient’s symptoms had disappeared, except numbness in the tip of a toe. At the

same time, HIVI-RNA was not detected and the CD4 lymphocyte count increased. The improvements of the symptom

and the CD4 lymphocyte count were maintained in January 2012.
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Abstract

Successful treatment of HIV-associated chronic inflammatory demyelinating polyneuropathy
by early initiation of highly active anti-retroviral therapy

Kodai Kume, M.D.?, Kazuyo Ikeda, M.D.?, Masaki Kamada, M.D.?,
Tetsuo Touge, M.D.”, Kazushi Deguchi, M.D.” and Tsutomu Masaki, M.D."”

YDepartment of Gastroenterology and Neurology, Kagawa University Faculty of Medicine
“Department of Neurological Intractable Disease Research, Kagawa University Faculty of Medicine
“Department of Health Sciences, Kagawa University Faculty of Medicine

A 47-year-old man with HIV infection presented with lower leg dominant dysesthesia, muscle weakness and sensory
ataxia of 3 month’s duration. Nerve conduction studies (NCS) showed demyelination change in the median and tibial
nerves and sensory nerve action potential (SNAP) in the sural nerve was not evoked. Somatosensory evoked potential
(SEP) showed the delayed N9 latency. Diagnose of HIV-associated chronic inflammatory demyelinating polyneuropathy
(CIDP) was made. Although the CD4 lymphocyte counts were relatively preserved (466/u/), highly active anti-retroviral
therapy (HAART) was started according to a new guideline for the use of antiretroviral agents in HIV-1-infected adults
and adolescents recommending early initiation of treatment. After six months, HIV1-RNA was not detected and the CD4
lymphocyte counts showed a recovering trend (585/u/). His symptoms had disappeared, except for dysesthesia in the tip
of a toe. Repeated NCS demonstrated full recovery from the demyelination and appearance of SNAP in the sural nerve.
The improvement of his symptoms and NCS findings has been maintained for two years. Although effectiveness of
immunotherapies such as oral prednisone, high-dose immunoglobulins and plasmapheresis have been reported in HIV-
associated CIDP, early initiation of HAART may be also important for favorable prognosis in HIV-associated CIDP.

(Clin Neurol 2013;53:362-366)
Key words: human immunodeficiency virus, highly active anti-retroviral therapy, chronic inflammatory demyelinating
polyneuropathy




