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CSF VZV PCR (=)
cF 2 2.07(+
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Fig. 1  Clinical course of the patient.

A 76-year-old female in an immunosuppressive state developed right-dominant ascending quadriplegia with concomitant HZ eruptions on the
right C7-Th1 regions. CSF findings revealed a mild increase in the cell number, and a VZV PCR was negative in the CSE but high VZV antibody
titers were prolonged. Abbreviations; PSL: prednisolone, IVIg: intravenous immunoglobulin therapy, ACV: acyclovir, HZ: herpes zoster, VZV:

varicella-zoster virus, PCR: polymerase chain reaction, CF: complement fixation; EIA: enzyme immunoassay, CSF: cerebrospinal fluid.
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Fig. 2 MRI findings in cervical and lumbar roots.

A: Gd-enhanced T,WI with fat suppression horizontal image at the cervical level, showing a high intensity lesion at the right C7 nerve root

(arrows). B: Fat suppression coronary image exhibits high intensity lesions at the right C6 and 7 nerve roots (arrows). C: Lumbar contrast MRI
also shows enhancement on both sides at the L4-S2 nerve roots (arrows). A—-C MRI images (A: 1.5 T, TR 542.0 ms, TE 13.9 ms, B: TR
3,550.0 ms, TE 66.1 ms, TI 159.0 ms, C: TR 705.0 ms, TE 13.4 ms).

Table 1 Motor and sensory nerve conduction and F wave studies.
mv) (ms) (m/s) F wave (ms)” ) V) (m/s)
rt-median nerve 5.6/5.3 4.6 53 40.2 31 6.9/3.6 60
(N > 5.0) N <4.3) (N45-65) (N < 26.3) (N > 40-50) (N >10) (N45-68)
It-median 7.1/7.1 3.8 48 26.6 50 11.7/6.4 55
rt-ulnar 2.4/1.3 3.2 50 ND ND 1.7/1.5 51
(N > 5.0) (N < 4.0) (N45-65) (N > 10) (N45-65)
It-ulnar 6.5/6.4 2.7 67 ND ND 8.1/4.4 75
rt-peroneal NR NR NR NR NR — —
It-peroneal 0.3/0.2 4.6 36 NR NR — —
N>2) (N < 4.5) (N40-60)
rt-tibial 7.4/6.5 4.6 47 47.4 69 — —
(N >5) (<5.0) (N40-60) (N < 47.6) (N = 100)
It-tibial 9.6/8.3 3.9 47 48.0 73 — —
rt-sural — — — — — 3.2 46
(N > 5) (N40-60)
It-sural — — — — — 4.2 46

"M wave amplitude was measured from the baseline to the negative peak. "Normal value of the Minimum F-wave latency of the
median and tibial nerve was adopted for the patient’s height of 158 cm from the reference”. Abbreviations; N: normal value or

reference value

4)5)

nerve action potential, SCV: sensory conduction velocity.
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VIV IZ L A IMEROPFER ELEOHRENTH - 72, 409 H
FRIIFEAEIX MMSE  18/30 /T X 2% R L
BETOMREEL D IEHAL L7z, 50 H & ) FEE IVIg ## DK L
TAZUBER I ogEZ R L, 32 HBREE ) N E Y 57—
g viRkEEERRE L7z,

CH I I ik

RKHN,

£ =

, DL: distal latency, MCV: motor conduction velocity, ND: not done, NR: non-recordable, SNAP: sensory

HEATO A FeRERG SN TV RERSE

fE TRFED EHE LT, HEMOM TR ICT &6 & 2 H
PIIC BB O & & & D ICARIB A S TR I,
C7~Thl #38Z HZ B2 AR L7 Ebl CTh 5. HZ & AT



59 : 644

VU RS % 7R L C 7205 C HZ B0 GBS % 5V, HiavR
AT ANVAHEL L HIZIVIg 217V, 2 [ H O IVIg Ehtifzli)
IR 2 CdE L7e, FeATIEG L GBS F8E O MR I3 1~4
HETHY, ZOMICRIEANET 2N LBET L 425
NCTWB. AKBITIE, WUEREZSLE HZ 2512 2R 12
BIL7250C, VZV 7 GBS #FT L OJR RN B3R IZ B 5- L <
Wizdr, EAHIEES-AY, & 5\ id GBS O B S IIC HZ
EEPELION R EDEEE LA .

2018 4F, Islam & *i3/Kk5E & HZ &4etk o GBS (2B L BR ()
& CHRBI % &6 46 Bl & AT L T\ 2 2%, 1 F1Z46) AIDP I ¢
DR O BN ET R R R RS (AMAN) & En5
Be95 & GBS OIFED MG, K T4 H~21 H, HZ BB %
3 H~42 HE#iE L, DUBCHRREEE OPT HA & 3R
BEOBIED D72 E, FEOFTIZER SN T AW, £L<
WEAEN OIEBIOFAEN b D . o4 OERNL, 1313
TR A5 BL L, BRI S ORI & O VZV &S DB
WEL 722 &, BHEPT R % EOMRIRIC EEATA S N7z mATE
b, LPLRAS, #h6 b VIV EGEAEHRES L2 ik
DI B L FARMRS - BB EBEOEAE LR L Twa Y.

T & D RE B O AT BT T3 EE PR M I3
ARET, ZEBEE MR M U O & IR T & I8 F
BUEOIT, I8 24 REMREM ERIEOET &4
IR T EE D F BB RFIE R, 45 B ##E SNAP OFRIFAS
17wV IKF LTz, SOt RoERE LTix, HIE
P R TR A A 12 8\ TR SR © o0 B Rl M 28 i 28
LAsgE DI, BERIICHEMN O TEE, Ak - BT HZ
BN  FRO 7 BRIRAER & b —3 L T b, AHRER
I T, CT~8 B D KW ~D VZV AR - 1258 % s |72
FrabEzons”

VZV B5-0 % 5kt £ 0% & LT, Cortese & ¥,
HZ BB % R 79 e BT, BRciifaddn (224/w), #Ei
VZV PCR W% 7~ L, T T ORI, A A AR 00 MRI 2%
AR L7 VZVE G O L RMBE KL RE L T 5.
VZV OB - BPEPIRRLLC X 2 I £ 3R 4 & b
ha. —7, BRS 21, 78 Thio 1o HZ %470 GBS 62
BV, 89 H I/ L3 I & B /-7 1E O HZ O30 % #it
ELTWA. £/, K702 BIOFRIEE ORI R T,
Y ONERIZE A AR L L7z SERT R AR 6 2~3
HizBR, &OITHEMATA - HHNERATYS &EOFRLE
WHAOLND, BRSO L, VZV OMREE AL -
PRI LA 1~ 2 IR L72b 0 Tldze <, i
HoHILrEIEL.

Fex OIEBI % Cortese H ¥ OFEFI L Wik 2 &, BED %
FEFT R, BERAII I OB BRI VZV &Y 0 iG #E 0 Hir 2
& 72 4 i IgM FUARMIAS 1 % A8 2 CHEfE L Ty 72 2 CHE

FRER 22 594107 (2019 : 10)

A A SN L. HAM ORI VZV PCR IZEMETH - 7228
VZV B o5 b Beb i, BIENEEIC X % S5 %
bEZ LK. #E5 GBS & VZVARMIFE <0 MRI Wi {§HT
WZEBLLCTE Y, GBS OB HZ & A6 L 721 5k
PEDBIME T E Vs, BERER - BEHTR D G0, Lkl
&b BRI A D5 1358 < b b

—HIERL O _EATIRR & B LT, k413 Thil~12 ®
HZ 40 B0 32 M2 B\ C, Bl MBP {i7)° 942 pg/ml &
WfE% 7R L, Thll 25 Thl L~Nu~E47 L7z, BiEit%s o
ZZ2 5N 5 VIV FATHBHREZ @A L CWwb. ZOERT
LB 40 H#EE L, A6 Tld MBP I3 IEHE % /R LEIZT
B, —H EATURF O L TIIBEIR A ).

Db, #4id, BEMMETRIE A 74 FEYMHEOR
EAREET, HZ 95 & FIFFEENICISEE L 72 VZV O 5
BE 2 5N DL IRMIE I A S L7z, VZV IS X 2 Bkt
i - AR ORREE - ERICE LB Rl Az S5 7% L ER
DBIMAFEIZB.

MEBEHIIAR ML, BIRT N E COLREI S 5 ¥, Al
i, EEZCTFROAEY A

X #

1) Wakasugi K, Imaizumi T, Nishimura Y, et al. Guillain-Barré
syndrome associated with herpes zoster. Intern Med 2001;
40:552.

2) RIEET, BIRAW, MEKG a7 v REk
FERIZEIBEOFFED A S N7z IR 9% B E 4 Guillain-Barre
SEMERE.  ERIRHIEE 2006;46:664-667.

3) Islam B, Islam Z, GeurtsvanKessel CH, et al. Guillain-Barré
syndrome following varicella-zoster virus infection. Eur J Clin
Microbiol Infect Dis 2018;37:511-518.

4) KE E, BEMEL HREERE L HEREFESANDTD
2. B2 R RO BEEEERE S 2012. p. VII-XVII, 95-96.

5) BEMANZ. MEMME T FA M B2 HE ok
2007. p. 141-146.

6) BIEBERk, R F ¥k MoBIsg. HARERR MR A
HEESR, MR BERZME EErOFRADDIC. R
00 BRI AR AR B2 4 1 2013, p. 35-50.

7) EFEW. a NV AV A O REERE & B NEgE. B
ARERRIETF) S ANV AV A%E 2006;64:145-149.

8) Cortese A, Tavazzi E, Delbue S, et al. Varicella zoster virus-
associated polyradiculoneuritis. Neurology 2009;73:1334-1335.

9) AT TRRIEIZ I B B iR L. 45 2 [0 HZ W5
2 BSHH O IRIEE 1M S B IHE ORI I & 6. K
< VRS S 2011 p. 1-2.

10) FERIREE, SR, MEEBNS . /5HE Thil-12 57 ke
PRI PSR 2 7R LR O 16, fiENEr
2018;89:324-327.



IKE - RIS T A OV A0 ZFRAR S D 1 61 59 : 645

Abstract

Varicella-zoster virus-associated polyradiculoneuritis
with concomitant herpes zoster eruption: a case report

Hiroshi Shoji, M.D."”, Yoshihisa Fukushima, M.D.?, Yoritake Sakoda, M.D.”,
Toshifumi Abe, M.D.”, Shuichi Oguri, M.D.” and Masayuki Baba, M.D.?

YDepartments of Neurology, St. Mary’s Hospital
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“Departments of Radiology, St. Mary’s Hospital
“Department of Neurology, Aomori Prefectural Central Hospital

A 76-year-old Japanese female who was treated with long-term use of prednisolone at 10 mg/day for interstitial
pneumonia developed acute right-dominant lower limb paralysis and then upper limb paralysis with herpes zoster
eruptions on the right C7-Thl dermatomes. On admission, right predominant quadriplegia was observed with sensory
symptoms; Hughes functional grade was level 4; the hand grip power was right, 0, and left, 7 kg, the deep tendon
reflexes were abolished throughout without pathologic reflexes. Twenty days after the onset of the symptoms, the
cerebrospinal fluid (CSF) revealed mild increases of lymphocytes (13 cells/W/) and protein content (73 mg/dl). Varicella-
zoster virus (VZV) PCR was negative in the CSE but an enzyme immunoassay for VZV was positive in her serum and
CSE and the high titers were prolonged. Peripheral nerve conduction and F wave studies suggested right-dominant
demyelinating polyradiculoneuropathy. A T,-weighted MR contrast image exhibited right-dominant high-intensity lesions
on the C7-Thl spinal roots and similar lesions on the L4-5 spinal roots. We compared with several similar cases from the
literature and proposed that VZV itself involves the pathogenesis of the polyradiculoneuritis in immunocompromised hosts.

(Rinsho Shinkeigaku (Clin Neurol) 2019;59:641-645)
Key words: herpes zoster, varicella-zoster virus, Guillain-Barré syndrome, polyradiculoneuritis




