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Table 1 Nerve conduction studies on admission (Day 15) and after initiating immunotherapy (Day32).

MCS DL (ms) MCV (m/s) pigﬁi&i;;
Median R 5.2—4.7 48.8—56.1 8.7/9/0—11.0/11.2
Ulnar R 3.9—3.5 52.8—62.9 6.8/8.1—8.4/8.8
Tibial R 7.0—4.4 30.1—44.3 0.41/1.5—0.26/0.32

(normal range: >5.0/>5.0)
L 4.7—4.8 ND—44.9 NE/0.86—0.13/0.22
Peroneal R NE—-NE NE—-NE NE—-NE
L 4.9—3.9 ND—44.8 NE/0.58—0.23/0.33
(normal range: >2.0/>2.0)

SCS OL (ms) SCV (m/s) SNAP (uV)
Median R 3.9—-3.1 35.7—45.2 50—43
Ulnar R 3.5—3.1 40.5—45.5 41—43
Sural R NE NE

L 3.4—2.8 42.2—50.4 8—8

R: right, L: left, MCS: motor conduction study, DL: distal latency, MCV: motor conduction velocity, CMAP:
compound muscle action potential, SCS: sensory conduction study, OL: onset latency, SCV: sensory
conduction velocity, SNAP: sensory nerve action potential, ND: not determined, NE: not evoked.
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Fig. 1 Left peroneal nerve and left tibial nerve conduction study.

Serial changes in motor conduction abnormalities. A: Left peroneal nerve on admission (Day 15), B: left peroneal nerve on Day 32, C: left tibial
nerve on admission, D: left tibial nerve on Day 32. Compound muscle action potentials (CMAP) were recorded on the extensor digitorum
brevis by stimulation at the ankle and below the head of the fibula in the peroneal nerve, and on the abductor hallucis by stimulation at the
ankle and popliteal fossa in the tibial nerve. Left peroneal nerve conduction study on admission revealed conduction block, which promptly
disappeared after initiating the immunotherapy (Day 32) without findings suggestive for remyelination or axonal degeneration. Distal CMAP

amplitudes in both nerves remained decreased at Day 32.
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Fig. 2 Histopathology of the right sural nerve.

A: Prominent eosinophilic infiltrations in the epineurium. Hematoxylin and Eosin (HE) staining. Bar = 50 pm. B: Endoneurial eosinophils were

noted, confirmed by immunostaining with anti-eosinophil cationic protein antibody. Bar = 50 pm. C: Varying degrees of myelinated fiber loss

and ongoing axonal degeneration are noted. Toluidine blue-stained Epon-embedded specimen. Bar = 20 um. D: Electron microscopy revealed

eosinophilic degranulation (arrows). “E” denotes eosinophil.
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Abstract

Neuropathy presenting conduction block in ANCA-negative eosinophilic granulomatosis
with polyangiitis

Masaya Honda, M.D.V, Yukio Takeshita, M.D., Ph.D.?, Michiaki Koga, M.D., Ph.D.?,
Ryota Sato, M.D.”, Masatoshi Omoto, M.D., Ph.D." and Takashi Kanda, M.D., Ph.D.V

D Department of Neurology and Clinical Neuroscience, Yamaguchi University Graduate School of Medicine

A 74-year-old woman with a history of asthma and allergic rhinitis rapidly developed multiple mononeuropathy.
Although anti-neutrophil cytoplasmic antibodies were negative, the presence of eosinophilia and eosinophilic infiltrations
in the sural nerve led to a diagnosis of eosinophilic granulomatosis with polyangiitis. A motor nerve conduction study on
admission revealed conduction block, which promptly disappeared after initiating immunotherapy without findings
suggestive for remyelination or axonal degeneration. This electrophysiological change distinct from that of Wallerian
degeneration. A biopsy of the sural nerve showed many eosinophil infiltrations and degranulation of eosinophilic cationic
protein within nerve fascicles, whereas findings of necrotizing vasculitis were absent. These findings suggest that a
direct effect of eosinophilic cationic protein, rather than ischemic damage due to vasculitis, was the main mechanism of
transient nerve conduction failure in this patient.

(Rinsho Shinkeigaku (Clin Neurol) 2021;61:613-617)
Key words: eosinophilic granulomatosis with polyangiitis, anti-neutrophil cytoplasmic antibody negative,
eosinophilic cationic protein, conduction block




