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Table 1 Nerve conduction study results.
DL (m/s) ampg}f@imv) MCV (m/s) | F-latency (ms) | F-flequency (%) | SCV (m/s) ampﬁiﬁf )
L. median 32(<4.2) 6.8 (> 4.0) 515 (> 45) 25.7 (< 31) 69 (> 70) 62.0 (> 45) 86 (> 10)
L. ulnar 29 (< 34) 2.2 (> 4.0 54.7 (> 45) — 0 504 (> 45) 6.5 (> 10)
R. tibial 2.8 (< 6.0) 53(>170) 45.8 (> 40) 46.5 (< 56) 100 NE NE
L. tibial 3.7 7.1 41.8 50.4 100 NE NE
R. peroneal 38 (< 5.5) 08 (> 7.0) 36.8 (> 40) — 0 NE NE
L. peroneal 4.7 0.6 36.7 55.2 (< 58) 50 NE NE
R. sural NE NE NE NE NE 55.3 (> 40) 23 (> 19
L. sural NE NE NE NE NE 50.4 20

DL, distal latency; CMAP, compound muscle action potential (baseline-to-peak); MCV, motor conduction velocity
SCV, sensory conduction velocity; SNAP, sensory nerve action potential; L, left; R, right; NE, not examined

Table 2 A summary of reported cases of neuropathy associated with ITP.

Authors Patient (age/sex) Platelet count (/pl) Injured nerve pattern of nerve injury
Bigelow et al3 80/M 2,000 R. femoral axonal
Greenberg et al9 47/M 2,000 R. median/ulnar axonal
Miyao et al? 52/M 4,000 R. oculomotor axonal
Moon et al9 80/M 2,000 polyneuropathy axonal
Sato et al.” 67/M 2,000 polyradiculoneuropathy demyelinating
Zeidman et al® 17/F 21,000 polyradiculoneuropathy demyelinating
Present case 78/M 11,000 L. ulnar/bil peroneal axonal

M, male; F, female; bil, bilateral; L, left; R, right
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A case of mononeuropathy multiplex associated with idiopathic thrombocytopenic purpura

Norimichi Nakamura, M.D., Hiroshi Shigeto, M.D., Noriko Isobe, M.D.,
Masato Tanaka, M.D., Yasumasa Ohyagi, M.D. and Jun-ichi Kira, M.D.
Department of Neurology, Neurological Institute, Graduate School of Medical Sciences, Kyusyu University

We report a case of mononeuropathy multiplex with idiopathic thrombocytopenic purpura (ITP). A 78-year-
old man developed patches of purpura on his left forearm. His platelet count was 11,000 /! and platelet-associated
IgG was elevated. He was diagnosed as having ITP. At the beginning of the following month, he noticed dysesthe-
sia and weakness of his left finger and left lower limb, as well as dysesthesia of his bilateral lower thighs. Neuro-
logical examination revealed weakness in the area of the left ulnar nerve and of the left anterior tibial muscle.
Dysesthesia presented in the area of the left ulnar nerve and bilateral superficial peroneal nerves. Nerve conduc-
tion studies revealed asymmetric axonal sensorimotor neuropathy (mononeuropathy multiplex). A cerebrospinal

fluid specimen showed a normal cell count and normal protein level. Serum anti-ganglioside antibody was nega-
tive. The platelet count gradually increased after the introduction of corticosteroid therapy. His neurological defi-
cits and electrophysiological findings also improved. Immune-mediated neuropathy was suggested as the cause of

his mononeuropathy multiplex with ITP.

(Clin Neurol 2010;50:482-484)
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