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Admission Transfer to
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PSL30 mg/day I VACV==> L2-5 (B, C) regions

| ACV 750 mg/day | | IVig 5 days l | IVIg 5 days |

REV-L, C7-8, Th, 125 1

Headache L T T

Neuralgia - sensory impairments e

Paraplegia rt>1t

Upper limb paresis

CRP 0.42 0.01 0.06
Serum VZV CF 128x 128x 128x
EIA IgG >128 >128 >128
IgM 0.26 0.12 0.06
CSF
Pressure (/mm,0) = 250 200
Cell (fmm?) 32 10 9
Protein (mg/dl) 50 44 47
Sugar 59 64 60
CSF VZV PCR (-) (=)
CF 2 2
EIAIgG 12.8(+) 7.0(+) 2.26(+)
IgM 0.04 0.03 0.03
Fig. 1 Clinical course and skin eruptions.

A 34-year-old male developed right-dominant paraplegia, upper limb paresis and sensory impairments following disseminated HZ. The rash of

HZ occurred initially in the patient’s right forehead, and then disseminated to his neck, back of the trunk, and lumbar and right lower limb

regions (A, B, C). CSF revealed pleocytosis (32 cells/u/), and PCR for VZV-DNA was negative in CSE His neurological symptoms improved

after ACV and IVIg treatment, and finally he was transferred to a rehabilitation hospital. Abbreviations; V: trigeminal, C: cervical, Th: thoracic,

L: lumbar regions. ACV: acyclovir, VACV: valacyclovir, PSL: prednisolone, IVIg: intravenous immunoglobulin therapy, HZ: herpes zoster, VZV:

varicella-zoster virus, PCR: polymerase chain reaction, CF: complement fixation; EIA: enzyme immunoassay, CSF: cerebrospinal fluid. Fig. 1 is

published with patient’s permission.
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Fig. 2 MRI findings in the cervical and lumbar roots.
A: Lumbar MRI; A 3D Nerve VIEW (Philips) coronary image showed high signals on the L3-L4 roots (arrows on the right side) with contrast
enhancements on T, WI-fat suppression imaging. B: Cervical MRI; A 3D Nerve VIEW image exhibited similar findings on both sides on the C4—
Th1 (arrows on the right side). A-B MRI images (A: 3 T, TR 2,400.0 ms, TE 83.7 ms, B: 3 T, TR 2,200.0 ms, TE 135.5 ms, TI 280.0 ms)

Table 1 Motor and sensory nerve conduction and F wave studies.
M wave AMP? DL MCV Minimum Latency F wave SNAP AMP SCV
distal/prox. (mV) (ms) (m/s) of F wave (ms)" Frequency (%) uv) (m/s)
rt-median nerve 9.9/9.7 2.8 56 26.2 46 53.1/25.1 65
(N > 5.0) (N <4.0) (N45-65) (N < 31.4) (N > 40-50) (N > 10) (N45-68)
It-median 6.0/6.0 3.1 61 27.1 54 32.9/18.3 61
rt-ulnar 9.1/7.6 2.6 61 271 62 40.4/15.2 62
(N > 5.0) (N <35) (N45-65) (N < 31.6) (N > 10) (45-65)
It-ulnar 8.8/7.4 2.3 57 271 92 35.6/13.6 64
rt-peroneal 2.5/2.5 4.9 38 NR 0 — —
N> 2) (N <45) (N40-60)
It-peroneal 3.9/3.6 4.2 42 50.8 35 — —
rt-tibial 9.1/8.3 3.8 41 52.9 100 — —
(N >5) (<5.0) (N40-60) (N < 52.8) (N = 100)
It-tibial 14.3/11.2 4.1 41 50.0 100 — —
rt-sural — — — — — 25 46
(N > 5) (40-60)
It-sural — — — — — 26 44

“M wave amplitude was measured from the baseline to the negative peak. "Normal value of the Minimum F-wave latency of the tibial nerve was
adopted for the patient’s height of 182 c¢cm from the reference®. Abbreviations; N: normal value or reference value®”, DL: distal latency, MCV:
motor conduction velocity, NR: non-recordable, SNAP: sensory nerve action potential, SCV: sensory conduction velocity.
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Abstract

A case of polyradiculoneuritis associated with disseminated herpes zoster

Hiroshi Shoji, M.D.?, Kenji Fukuda, M.D.?, Arisa Yano, M.D.?,
Toshifumi Abe, M.D.?, Shuichi Oguri, M.D.* and Masayuki Baba, M.D.?

D Department of Neurology, St. Mary’s Hospital
2 Department of Cerebrovascular Medicine, St. Mary’s Hospital
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» Department of Neurology, Aomori Prefectural Central Hospital

A 34-year-old man developed right-dominant lower limb paraplegia, and then upper limb paresis with radicular pain
following disseminated herpes zoster (HZ) in his right forehead, back of the trunk, and lumbar and right lower limb
regions. Cerebrospinal fluid (CSF) findings revealed an increase in lymphocytes (32 cells/i/) and protein content
(50 mg/dl), and polymerase chain reaction (PCR) for varicella-zoster virus (VZV) DNA was negative in CSE but VZV
antigen was positive in the patient’s vesicle smear. Lumbar root MRI using 3D Nerve VIEW (Philips) imaging showed
high-intensity lesions on the L2-L5 spinal roots with contrast enhancements, and cervical MRI showed similar findings
on hoth sides at the C4-Th1. Peripheral nerve conduction study revealed prolonged distal latency to 4.9 ms, decreased
MCV to 38 m/s, and complete loss of F-wave was seen in the right peroneal nerve study. Minimal F-wave latency was
prolonged in the right tibial nerve. Thus, the patient was diagnosed with VZV polyradiculoneuritis caused by
disseminated HZ. Regarding the possible pathogenesis of polyradiculoneuritis in this patient with disseminated HZ, we
speculate that VZV reached by retrograde transmission from the involved peripheral nerves to the spinal ganglia, which,
then, produced polyradiculoneuritis.

(Rinsho Shinkeigaku (Clin Neurol) 2020;60:786-790)
Key words: disseminated herpes zoster, varicella-zoster virus, polyradiculoneuritis, radicular pain




