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Fig. 1 Brain CT on admission.
Head CT revealed multiple intracerebral hemorrhages in right dorsal pons (A), left ventral midbrain (B), right thalamus, right frontal lobe and

left front-parietal lobe (C).

Fig. 2 Brain MRI on admission.
(A) Susceptibility-weighted MRI showed multiple cerebral hemorrhages and microbleeds. (B) Diffusion weighted image showed small
hyperintensity lesion at the right insular cortex. (C) MR angiography showed stenosis (arrowheads) of left middle cerebral artery (M1) and left
anterior cerebral artery (Al). (D) These stenosis disappeared 7 months later.

7z (Fig. 2A). %7z, 4B Diffusion-weighted MRI Tl
7% B9 L/MEZERRZE % 78072 (Fig. 2B). MR angiography
TIXAEHARBEIR (M1), ZERiKBNEIAR (A1) THZEZ R0
7z (Fig.2C). &5 MRI CTl3, BHmMHES X OB O E
KREERRIT RO N o7z

MRARRGE © ARBRf:, 732 B YL 625 mg/H O iG55
FORTUA RV AFEE (AF)V7 L F=v1 > 500 mg
3HM) 21w, ZoHB 7L F=vo YWNIR30mg/H L9 B
AL, R L7z, ERIZSGEEN % 5B, FSIE 6 F I3
AR O BHER AR A AR L 2 L, 70 BEIETAEROR & 1185 5



AR BRI % 5 L 7oK — i IRIEB A HE LS & 2 6 S

DEEORIA % RO DDA E T o572, FIE T %D MR
angiography Cl&, FRZEATRILIEE L Tz (Fig. 2D).

z =

TR S FREIC T COWREE L FE L, F 14HE 12
A ARG R T AR,/ BRI RN AR & 5200, BHES CT
THEMEEM, AP 7z &1 25Nz 5o 72, A
BICiE, HAMEOAKIEIER, FEARERZ &% o9, B
MRI TIIEHTEARRE S L TR O JE KR & AR 5 1
Zaro 7z A FE TITHE I B 5 AR R O
Y, PIMAIER ORI X ) AE) & EEEC B S X OF
E R & S L7 REBI S REE ST U 2 e L), Bl
V2 X IS L ORI & B 2 72 7 1 VA
Mgl 2B\ C, B VZV DNA-PCR (X1 TH - 7278, VZV
PURMHEELI B TdH - 72, VZV vasculopathy 75 ki &
LT, 1) WEEPICERT 2 HRERD D %, 2) INHES 7
IO W& ET A 5, 3) KEHH A, 4) vasculopathy
R IMAE WIS %, 5) VZV ORGx R_ 3 H A H
% (B O VZV DNA T 72 13 B EN T o VZVIgM F 72 1%
VZVIgG DREE) 2281, TNHIRTHVEHT L%
definite VZV vasculopathy & 95 Z & DMEIB STV 5 2. R
BE, ERROFIR %X Tz L THBY, VZV vasculopathy
(2 & 25 HE S YIRS, BmMERRE CH Y,
WIEZE ORI O KN & LT, VZV vasculopathy 12 &
LIS SRS 2 NS L & b,

VZV vasculopathy (%, FEWHC I G C VZV R 125580
S, VZV HUEIE, A0 IS R 2 I 12 i 45 P s
ICROHNE T LR EIZL Y, VZV AMESMED & EH 22
WMI LI LICEVELLZEEZLNDL. FHHEFWIZ VZV
vasculopathy Cl&, WEMEROIERE, WEOE, &0
B 2O TEY, IS DZbAWEZE, i/
BRI A E L % & E 2 5T\ 5 Y. VZV vasuculopathy &
62 BIORES 2 TIX, FHEAEF KDY 55 e, SRIEHIHLREE D
FEBIAS 41.9%, WAL B3 2 EMNS 77.9% CTh o7z, F
72, Nagel 5 30 BIOWET ® Tld, K5 % 0 7-5EBIHT 63%
HY, B TOMBIEL A 67%IZ SN, KB H SRRy
JEIRELE TP 42 A TH -7z, BEES L MEL, /D
M7 38.7%, KRIMER 17.7%, AT 435%Th ), HkE
R4 B D VZV vasuculopathy TIZ/NEIRIFLZ 2§52 &
MLV EREEETWD, 71 VAEWBNE LT, i
@ VZV DNA OEEE1E 46.1% Tdr - 7= DIk L, $iild VZV
IgG PUfEBEAT 95.2% Th V), #E D VZV IgG Pl E A4
ATHhsL@EEINTS,

B N ZEHE D VZV vasculopathy TORxHIMEX, &L 272
B Tid, RBIZEDTTHBIH 72208 GaEiHlIkED
JEBIAS 3 B, @Bl xRz, FERIE, kRS % UHE
THNE L 72BN <, REID & 5 1A REIR THE L 72
FEGI O X R Ao 72, B h BISE F COMENL, BifrsE
BlOME L VELFH 12 H 2~35H) THY, HIMHEIZKE

60 : 863

BERBOIEBN O H o7, FHRARALHY, 3HILLEL
Tz, BRI 2 A% 4 Bil/6 91, BEEMEZ 056
Bl6 BITR SN w1 )V AL, B O VZV DNA
DOMEZED 4 BI/7 BITH Y, VZV IgG 1% 6 Fl/6 Bl TEfliT
& o7z, §EHO VZV DNA OFpisEs, s gEs ot L b
RREHETHLERKE LT, BILOEEIIEEIED S BIE
FTOHBEPE D EEZ SN AKBNL, TIREZE XD
13 HEDISHETH 1, VZV DNA M S g, HifflioHl
EVBMCEHTH - 7.

REITIX, SR E F2® 72, VZV encephalitis T
/N I 2 FRD 72 3ty @ R fs /N HA I & £ o 72 FEBT T VZV i
ZRITIN I % 5 L 723 19 A3d 4. VZV vasculopathy 12 &
LTI, JETY ¥ 7K ) /ANLE OYRRRCEIREE % &
U, f/hlimnz mge s & Uikt e & 723 esEsE 2 5
N7z, Atk VIV B/ OIERIZ BT, oA
% MR35 2 L 1d, VZV vasculopathy D ZHERET % Mg 3
HIEWLBWTHETHLEEZ BN,

MEEHE BRI L, BIRT & COLIRREIZ B b A3,
Ak, BEIWTNRLED THA.

X @

1) Amano Y, Kudo Y, Kikyo H, et al. Isolated unilateral
oculomotor paresis in pure midbrain stroke. J Neurol Sci
2015;351:191-195.

2) Gonzilez-Sudrez I, Fuentes-Gimeno B, Ruiz-Ares G, et al.
Varicella-zoster virus vasculopathy. A review description of a
new case with multifocal brain hemorrhage. J Neurol Sci
2014;338:34-38.

3) Nagel MA. Varicella zoster virus vasculopathy: clinical features
and pathogenesis. ] Neurovirol 2014;20:157-163.

4) Baek W, Lee SG, Kim YS, et al. Fatal varicella-zoster virus
vasculopathy associated with adalimumab therapy. Arch Neurol
2012;69:1193-1196.

5) Matsuo K, Uozumi Y, Miyamoto H, et al. Varicella-zoster
vasculitis presenting with cerebellar hemorrhage. J Stroke
Cerebrovasc Dis 2015;24:e153-e155.

6) Miyazaki Y, Riku Y, Goto Y, et al. VZV vasculopathy associated
with myelo-radiculoganglio-meningo-encephalitis: an autopsy
case of an immunocompetent 66-year-old male. ] Neurol Sci
2008;275:42-45.

7) Borbinha C, Marto JP, Calado S, et al. A young woman with
ischemic stroke: should we pay more attention to varicella
zoster infection? Case Rep Neurol 2016;8:145-150.

8) Liberman AL, Nagel MA, Hurley MC, et al. Rapid development
of 9 cerebral aneurysms in varicella-zoster virus vasculopathy.
Neurology 2014;82:2139-2141.

9) Ohtomo R, Shirota Y, Iwata A, et al. Cerebral microbleeding in
varicella-zoster viral meningitis: an early sign of vasculopathy?
Neurology 2014;82:814-815.

10) TrF R, R, AL Bks. BT HMmE DKL,
K - WRIEIE 7 A IV AR A BRI S I EAL L 72 E
B 2 K - RIS T A OV AMAERE ORI G- ZB L C. BRR A
& 2018;58:245-248.



60 : 864 BRPRAIRES: 60 % 125 (2020 @ 12)

Abstract

Multiple cerebral hemorrhages due to varicella-zoster virus
vasculopathy presenting as cranial nerve palsy

Tatsuya Mukai, M.D.", Toru Saiga, M.D., Ph.D.” and Takehisa Araki, M.D., Ph.D."

b Department of Neurology, Hiroshima Red Cross Hospital & Atomic-bomb Survivors Hospital

A 72-year-old man was admitted to our hospital because of right facial muscle weakness and diplopia. He had been
treated for aplastic anemia with cyclosporin for 2 years. Thirteen days before admission, a diagnosis of herpes zoster was
made and treated with amenamevir. On admission, neurological examination revealed mild cognitive disturbance,
mydriasis, weakness of the inferior rectus muscle of the left eye, and right peripheral facial nerve palsy. Cerebrospinal
fluid (CSF) analysis showed elevated leukocytes and increased protein levels. Antibody index to varicella-zoster virus
(VZV) was elevated in CSF to 25.6, although VZV DNA was negative by PCR. Head CT revealed multiple intracerebral
hemorrhages in the left dorsal pons, left ventral midbrain, left thalamus, and left front-parietal lobe. MR angiography
detected cerebral artery stenosis. In addition to intravenous acyclovir, the patient was treated with steroid pulse therapy
and steroid tapering therapy. One month after admission, his symptoms improved. We diagnosed him with VZV
vasculopathy. We believe that multiple intracerebral hemorrhages due to VZV vasculopathy caused facial and oculomotor
nerve palsy. Our findings suggest that cerebral hemorrhage induced by VZV vasculopathy must be considered when
differentiating cranial nerve palsy after herpes zoster.

(Rinsho Shinkeigaku (Clin Neurol) 2020;60:861-864)
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