55 : 932

TEDIERE

KL% D R WAT RIS (zoster sine herpete) (2 & A AR fifERE 5|2
L THT A VAL 2570 A FOFRENRER L7216

B KM RGBT hE Y
Lt i S S Iy U ) | -

BE EGIE 62 Batt. BERICHEVERIOTE - RE - BIHEAE AT THEMRENE L 2. HER
LKBEREBD L > =0, MEBER L W KEBIREIZS I 1 IL X (varicella zoster virus; VZV)-DNA #4&H & h
VZV IC & B TRRMEEREE 20 MMV IEEXTOA ROMBEBEEICEWRERERH»ICHEL - KNE
BIO TR HREE IESRAL P OE LAREEZRBICLZ DD EHEIN, ZODLHIXTOC KRORKERE
RANFrENERLAZEEAON:. SUREOKEERETIE, KESEEDLEVWEE THHIRES (zoster sine
herpete) #ERICE T THRERL, MUV NZIEEZXTOS ROHRABEEEEE T EPEEEERbN 3.

(BRAR##E 2015;55:932-935)

Key words : G RIEE 7 AV A, i, R,

LI

K HTIRIEIE 7 A W A (varicella zoster virus; VZV) 12X %
ARERE E 1, PETE A ARE & B AU 2 I RmE S B
Ramsay-Hunt fE B HE R TR O IREE 2 1L Lotk 4 72 b
DDHN S LT B A, FFBIN 2 KIS % b 7 W IERE #1E,
12 zoster sine herpete & IHEN TV 5 Y. SlFkx E, T
Bt 2 & 5 | 72 zoster sine herpete (2% L CTHLY £ )V A
L 270 FOBRFESER L 7iEB % KR L 77 ok
HT5.

E Al

SEB] 62 1%, Lotk

FFR B, TR

BEAERE © WifeiE, NRESEE, WREesaaE, 1B
FIGEHE © SRR L

HURIE - 2014 4E 7 HRH BHE1HB) ICHENEHENE
PHICES R E R AL B MBI L 72, F8E 4 H H 21k
38.8°C MDFEHh, HHJE, WL OWE TREE 420, FAET7 HH
WAHTE OB WHIME T A BLL, 7 B oZs EsHEEC 7% -
7o ERDE A TS B0 ES D HICEE 2 %%
AR AR E D B T YR 2 A2 LT

— Rk BRI - B 155 cm, K 55kg. fAili 36.8°C (%
PR NARE) . MUE 161/105 mmHg, FRIF 98 7]/ 43 - 4%

AR, HIR

HHA L HARB - S 38R % iR /o, BEE, DURAERIC
IKIGIBNI I BN o 72

MR R, BRI T, SRR ISR R I AL N
iro 7z BHESRTIE, IR & R MR B T
R - MET RS - A5 — 7 IR - AINER S O T %
R, EIAREAEIEC B\ CHEHFLEER - (EIEH O E O
THET % 580 72 & TSI B\ CHR O LR & 780 7.
e R DA O BB R - KT R - BHMER - HFEE)RIC
FUHLRRO T, BHISTRISAR X B 7 5 7
MASHTR - i <id, WBC 7,700/w, CRP 0.30 mg/dl
THRIEIGO EAFFROT, ool - A1 - BR
WCRE R o7z, RERTIE, BEHBEO ST EC
PURIEBEETH Y, VZV & HATAIV A7 A )L ZAHUEIL 1gG
DHD LR RO, BRI Ny — 2 2ol MERERAT
1%, #FE 260 mmH,0, #JF 150 mmH,0 T&» V), B Id M
BT, HERE OMIBEEM e 202/w, HEk 187/,
ZHGER 15/W) L ERAOBN (87 mg/dl) % 7B 7z. Wif§fRd
TIZBHIR A MR % 617 L 727°, BekRe IR IS & o 70 5
W RAERD o7 (Fig. 1. W7 7 4 N— AT ¥ —
A TIPS & R 72

FRPRARE - B ORE THEITT 2 2 RBMMREE CTH D
Guillain-Barré Ji 5 #F < Wil # 58 52 5 hE o BEA 2 & Bl B 1%
Sa—ONRF =R EREZ N, BRI EES TV
& B BMERGHESFE DL, FRIMAE A S 7 A )V A RGeS
BebiL, KAEIEE-> T o2 b OOFENIZRIZ - T

*Corresponding author: JIE K & BRIV S #nE [EH Y & — AN E (T 136-0075 B RHEBILERXHS 3 T H 3 % 20 5)

YN S ST R PR v 8 — Bk R

(Received July 21, 2015; Accepted August 24, 2015; Published online in J-STAGE on October 28, 2015)

doi: 10.5692/clinicalneurol.cn-000781



Zoster sine herpete |2 X % T A7 i g &

Fig. 1 Coronal section of Gd enhanced T, weighted image.

The MRI did not show any abnormality at the right jagular foramen
(arrow).
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Fig. 2 Clinical course of the patient.

After treatment by acyclovir (ACV) and pulse dose methylprednisolone (mPSL), the tongue deviation and curtain sign

improved immediately. The hoarseness and weakness of sternocleidomastoid (SCM) and trapezius (TZ) muscles improved

gradually but still remained at the day of discharge. CTRX: ceftriaxone, CSF: cerebrospinal fluid, VZV: varicella zoster virus.
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Abstract

Successful treatment with acyclovir and a corticosteroid for lower cranial polyneuropathy
in zoster sine herpete: a case report

Daisuke Taniguchi, M.D.", Toshiki Nakahara, M.D. Ph.D."”, Sho Nakajima, M.D.”,
Tomoko Nakazato, M.D.”, Michitaka Mikasa, M.D."” and Yoshiaki Furukawa, M.D. Ph.D.”

YDepartment of Neurology, Juntendo Tokyo Koto Geriatric Medical Center

A 62-year-old woman developed meningitis as well as acute paralysis of glossopharyngeal, vagus, and accessory
nerves on the right side and also had dysfunction of the left hypoglossal nerve. Although there was no evidence of a
typical cutaneous or mucosal herpetic lesion, PCR detection of varicella zoster virus (VZV)-DNA in cerebrospinal fluid
confirmed the clinical diagnosis of polyneuritis cranialis due to VZV infection and zoster sine herpete. After starting
intravenous acyclovir and methylprednisolone, her hypoglossal nerve palsy disappeared within a day and all other
symptoms and signs dramatically improved. A rapid improvement observed in our patient suggests that the right cranial
polyneuropathy could be caused by inflammation associated with epineurial edema (where the ninth, tenth, and eleventh
cranial nerves pass through the right jugular foramen), whereas the exact mechanism of the twelfth cranial nerve
involvement on the contralateral side is unknown. Our clinical findings indicate that acute lower cranial polyneuropathy
in patients with zoster sine herpete should be treated immediately with combined administration of acyclovir and an anti-
inflammatory corticosteroid.

(Rinsho Shinkeigaku (Clin Neurol) 2015;55:932-935)
Key words: varicella zoster virus infection, cranial polyneuropathy, meningitis, hypoglossal nerve palsy, therapy




