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BHEB MRI T O % APERNZERE, Bt SPECT T/ EA D
O F AT 27207 (Fig. 1).
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B CIEARE 20 A H OFEEM T _ R & B dhke, &

st ot e - o e o Fig. 1 MRI and SPECT (Tc-ECD) on admission.
FAEHREEEOUEEMImE 2 L, B8R 5 A BRI BT A, B, and C: Diffuse cerebral atrophy observed on brain MRI (T-

TOMKEREAEE, B R R O MG B AL O IEH weighted images). D: Cerebellum-based diffuse hypovolemia
1bE ROz, FEBMREOGEEEMN S LE L2 (Fig. 2). observed on SPECT (Tc-ECD) of cerebral blood flow

Nerve Conduction Study (Right): Day 1 (3¢: reference value)

Day 1 MCS-DL (ms) CMAP (mV) MCV (m/s) F-latency (ms) F-frequency (%) SCS-DL (ms) SNAP (uV) SCV (m/s)
Median N 3.84 (3¢ <4.0) 8.93 (%>3.5) 459 (3¢>48) 29.1 (3¢ <30) 81 (3¢ >60) 3.4 (%<35) 404 (%x>20) 42.6 (x>47)
Ulnar N 3.46 (3¢<3.0) 9.03 (%>2.7) 47.2 (3%>50) 30.5 (3¢ <30) 81 (%>70)  2.88(%<3.1) 253(%>18) 38.2(x>44)
Tibial N 545 (% <5.7) 1237 (%>2.9) 38.5(%>41) 58.0(3x¢<50) 100 (3%¢>90%) — — —
Sural N 3.74 (% <3.1) 3.6(%>10) 37.4(%>45)

Nerve Conduction Study (Right): after 5 months (3% : reference value)

MCS-DL (ms) CMAP (mV) MCV (m/s) F-latency (ms) F-frequency (%) SCS-DL (ms) SNAP (uV) SCV (m/s)
Median N 3.06 (3¢ <4.0) 12.12 (3¢>3.5) 50.8 (3% >48) 28.1 (3¢ <30) 75 (3% >60) 2.62 (%<3.5) 30.8 (%>20) 57.3 (x>47)
Ulnar N 2.28 (3¢<3.0) 185 (%>2.7) 54.7(%>50) 28.7 (% <30) 94 (%>70)  2.04 (%<3.1) 285 (%>18) 58.8 (x>44)
Tibial N 4.15 (3% <5.7) 1524 (3¢>2.9) 42.0 3%¥>41) 57.6 (3x<50) 100 (3¢ >90%)
Sural N 2.98 (%<3.1) 15.6 (3¢>10) 47.0 (3¢ >45)

Fig. 2 Peripheral nerve conduction examinations on admission and 5 months later.

MCS: motor nerve conduction study. DL: distal latency. CMAP: compound muscle action potential. MCV: motor nerve conduction velocity.
SCS: sensory nerve conduction velocity. SNAP: sensory nerve action potential. SCV: sensory nerve conduction velocity. Peripheral nerve
conduction examinations performed on admission showed the following conditions: decreased conduction velocity in each motor and sensory
nerve, DL prolongation in the ulnar motor nerve and sural sensory nerve, decreased sensory nerve action potential in the sural sensory nerve,
and latency prolongation in the ulnar and tibial nerve F-waves. The reevaluation conducted 5 months later revealed improvements in the
following conditions: conduction velocity and DL in each nerve, compound muscle action potential in each motor nerve, sensory nerve action
potential in the sural sensory nerve, and latency in the ulnar nerve F-waves.
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Abstract

Diffuse cerebral atrophy and reversible polyneuropathy in a patient
with chronic Bromvalerylurea intoxication: a case report

Yoichi Kanatsuka, M.D.?, Makiko Inaoka, M.D.?, Kensuke Nakazawa, M.D.?,
Shiori Asano, M.D.?, Izumi Mori, M.D., Ph.D.? and Shigeki Yamaguchi, M.D., Ph.D.V

D Department of Neurology, Yokohama Municipal Citizen’s Hospital
2 Department of Psychiatry, Sakuragaoka Kinen Hospital
9 Department of Neurology, Yokohama Minami Kyousai Hospital
¥ Department of Neurology, Shonan Hospital

A 37-year-old man who had been on bromvalerylurea (BU) medication for 11 years at a maximum dose of 2,400 mg

per day for headache therapy was admitted to our hospital due to gait disturbance. He had weight loss and exanthema all

over his body. Cognitive dysfunction, intellectual deterioration, attention disturbance, decreased muscle strength, and
decreased vibratory sense in the lower limbhs were observed. Brain MRI showed diffuse brain atrophy, and a peripheral
nerve conduction examination revealed decreased nerve conduction velocity and action potential amplitude in the

extremities. We diagnosed him with chronic BU intoxication based on pseudohyperchloremia, BU detected in the blood,

and bromide elevation. By discontinuing BU and performing intravenous infusion, neurological symptoms and

exanthema were improved, and peripheral nerve conduction examination findings also improved. There are few reports

of peripheral neuropathy cases of chronic BU intoxication; herein we report one such case along with previously

reported cases.

(Rinsho Shinkeigaku (Clin Neurol) 2020;60:795-798)
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