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W OE. HBE K- 29 5 (varicella-zoster virus, VZV) 2 H X f 28 & 48 (central nervous system,

CNS) i 8¢ e 1) DL I8, LG R R I HF , 2550 I LI R F 0L 5509, A B T U1R 48 3R y7  FIRT B «
Fik W 2014—2021 FEJ0 U PN EE BE b 2 RHATR 1Y 11 B P 28 R 58 VZV IBRGm 6], 43 Bl AR5 TS R
FHEC R Rankin 743 (modified Rankin scale, mRS) 1Al &R B 741(63. 63%) , 2ot 4 411 (36. 36%) o i RIS
AL 44511 (36. 36% ) , LM 3 41(27. 27%) , M4 9 3611(27. 27%) ,HRER 141(9. 09%) , 3 il 35 F-A KTk
WARIEIE (27. 27%) , B (cerebrospinal fluid, CSF) K 77 165(85,330) mmH,0, ki #i (AN 46(9,471)x10%L, ki
BWAEE0.85(0. 32,3, 12) /L, A B4 3. 0(2. 5,4.0) mmol/L. JAIFRT JF mRSPEAT43510 3(1,5) 435 0(0,6)
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Clinical phenotype analysis of varicella-zoster virus infection of the central nervous system ZHAO Xueqing, BAI
Lin, GUAN Hongzhi, et al. (Department of Neurology, Peking Union Medical College Hospital, Peking Union Medical Col-
lege, Chinese Academy of Medical Sciences , Beijing 100730, China)

Abstract: Objective Varicella-zoster virus (VZV) is the common causes of viral infection of the central nervous
system (CNS),Tts clinical manifestations are varied, Summary and analysis of its clinical manifestations and outcomes are
helpful for early recognition, guidance of treatment and prognosis.Methods A retrospective analysis was performed for
the 11 patients with CNS-VZV infection who were diagnosed and treated in Department of Neurology, Peking Union Medi-
cal College Hospital, from 2014 to 2021 to analyze their clinical features and prognosis, and modified Rankin Scale
(mRS) was used for evaluation. Results ~ Among the 11 patients, there were 7 male patients (63. 63%) and 4 female pa-
tients (36.36%). As for clinical phenotypes, there were 4 patients with meningitis (36. 36%), 3 patients with limbic en-
cephalitis (27.27%), 3 patients with cerebral vasculitis (27.27%) , and 1 patient with myelitis (9. 09%). Three patients
(27.27%) had acute rash of herpes zoster. The patients had a median cerebrospinal fluid (CSF) pressure of 165 (85,
330) mmH,0, a median CSF white blood cell count of 46 (9,471)%10%L, a median CSF protein quantification of 0. 85
(0.32,3.12) g/, and a CSF glucose level of 3.0 (2. 5,4.0) mmol/L. There was a significant change in mRS score after
treatment [3 (1,5) vs 0 (0,6), P<0.05]. Conclusion

meningitis, limbic encephalitis, cerebral vasculitis, and myelitis, among which meningitis tends to have a good progno-

The main clinical phenotypes of CSF-VZV infection include

sis, and the patients with immunosuppressive conditions tend to have a poor prognosis after VZV cerebral vasculitis. CSF
mNGS is an important experiment for the confirmed diagnosis of VZV.

Key words: Varicella-zoster virus;  Meningitis;  Limbic encephalitis;  Cerebral vasculitis
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IF 0 Eb DL LA 2 AR AR BT IR T b
PRI BE B 2014 4F 6 —2021 48 3 H WA 1 2 i 5 ik
I TR KL AT B 12 B AR PR 282 R 8 VZV B I f1
A3 AT LG PRI EE Al B AGAY IR T B I, B I
PREHRL A R F RIS, B2 IERIRTT

1 &RSHX

1.1 #FgExT 4 [l 2014 4F 6 H —2021 4F
3HACE IR BEZIA 1) X i 48 R 48 VZV IR i
e o B 17 N L E R B 7 B o i O 7 I R VA o
35(24,76) % . 2PERLIEH O], I 2R 161, B
BE R 1 1], FBE DA o 3] I e i st ) v (S (B A
10(4,120)d. 46 REAE A S 20528 30 il 1Y 2L Al e
G, ALEE 119 B 2R e P 2T BEAR S O Sk 8 4F, K T IR
N R 2 22 Py i 5 1 490 s 3 G A 22 3 JHF 2 20 4, T JE
FEAEAR T 104F 4300 11 IR B 2 2 iy i 5 1 Bl BE AR
FFOIREA 4, A B VIR ARG , & IR FILAE 5 1 BIRE
FEA TG4 AH B . A B Gy 1 B i R s s, 11 i
W Je P I 22 25 By R 6T o A 70 BR A s T
ROk

AR AE: (D BEFER KT 145 (2) BH
FFA HAR I 28 R GE IR A I PR R B, an & 44 S
FEAREAR O AR R S T e S 5 (3) I
W SRS AR F H AR (mNGS) F(50) i &
TR A HiEHE X S N (PCR) K VZV AZ R PHM: 5 (4) A%
WA R R IR T AL st A B ph 2 BH2 IR Y
S il , 4RI R TR e T (i 42 5wl R 25 A AE
BILRG ). A AR E S A& T s
I 3 5 (I mU AN B2 B A8 F 2 B 2 AR BT A% 4 5
JS-891),

HEBRARAE : (DR 2 B 1 WA (O A&
HRRR 28 R SR RIS TR A S T Y B

1.2 ik

121 WEHERR  TEANIC SR A BE AR IS |
PRI G R B P22 R GRS I A A
AL IR R ) R RAR A R P R A
R IBRIT SR O, 9 1E PE A R B R Rankin
P43 (modified Rankin scale, mRS) , fR4E H & 4= 1& fE
F1PF53(0~5) 43, PE4r e , AR 76 F HLRE Tk 2% .

1.3 Suit2frek SR SPSS 25. 0 #4545 ds
ATG AT, Bt o B B s B R AT IE S A I
TSR . TR BT AN E At ROR AR
WFFE T W RAF AR A A0 R A8 M (P,
Pos) RN, BEXT GO EEECR H Wilcoxon BRAIRG IR . £
2H 18] B0 L 3R FH Kruskal-Wallis H #: K56 . P<
0.05 %R ZFHAGI#E L.

2 % R

2.1 E R 1 R R kT B
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(63.63%) , 3k 98 5 91 (45.45%) , v JIE5 4] 384 HE 4 151)
(36.36%) ,AGM#M4T R 558 241 (18. 18%) , ic 12 11,
B 5, 550 141(9. 09% ) , B iR A 2 9] (18. 18%) ,
HiE R 241 (18.18%) , A ICU WEWZ HL 2 4% 1 441
(9.09%) , A R A 4 1] (36. 36% ) , B AR TG 11 4 19l
(36.36%, i WE 3 B , #KE 1 B1) o v W IR E 1 61
(9.09%) , K/IMEIFEREAT 2 61 (18. 18%) , 3 5] Hi i
B kA RIE 2 (27.27%) o 11 1] g 35 b & 347 49
(63.63%) , 7 511 (45. 45%) .

2.2 FHBOARRAE BRI R i {E 165(85,
330)mmH,0, 5 il T+ &5 , 6 5 1 5 B 6 W 1 40 34
H AR 46X 10°/L(9% 10%/L~471x10%L) , 11 151 -1 41 it 4%
Yt s B A 1 P62 {E 850(320,3 120)mg/L,
1B IE S, 10 51 15y 5 B A VA 2 B P AV i 3. 0(2. 5,
4. 0)mmol/L, 11 FI¥FEIEFIEH . 11 Bt T IE
W mNGS K, 10 451] (90. 9% ) VZV A4 3 3 k47 T
ki 65 W PCR AN , 3451 VZV 25K B . 11 190 ki 45
Y 2 34 A b R AT B 90 . A EBIEAT T S MRI
REAT + 45 A UL S35, 190 UM R i > sk 26 i 52 AL 5
3451 Sk B MR LA G 2 o 45 0 T8 e i 2 o5 A28 5 3 467k
#B MRI$ 71 S JPFARAAR 8t g kA3 A 300 2 M ki
ROWE TA~D) , Hodr 1 4] 3k 53 58 MRI /R £ & 45
TRESRAL , AT A VZV IS ik R 12 1 98 Ve 2E b
(WL 1E (F) 52 49135 3 MRA (35 DSA ) AT Ui, figi 1fi 45
A 18 Sk A 0 K R 30 Jk Jeg B A 2 1 61 Sy 224
TR B Ik 3z St A S (DL IR LG HD 5 1 461 ik A
MRIA] UL T10-11 K- H R 55 55, 1558 1T UL
YRR s Ak . 8 15 5E 1 B R PR A, 7 A SR S
TR 2 kYRR U, 1 AT D A2 X PR
JCHA

2.2 IWIRZEA ARE G IR 5 #2525 2F R
B AL oK B2 R G5 VZV LR R 4 4 A i
PRI I B 46 4 151 (36. 36% ) . i1 2 P ki 4 3 1l
(27.27%) Wi L% R 3 B (27.27%) B 56 R 14
(9.09%) . FHorbr 2 30 F1 R S e 4l 30 s 5, B 3
PR G 105 R A 22 R G REAE o I8 T G M ki %
0 0L 4 3 A S TR 2 9 A I B VR T A TR
A1V 0 O & s e N & T A O s R DA O e
(WLFR D)o 3HBYFE 0GH T T I R 4 i
BB A U 28 bR FH Kruskal-Wallis H
FRAKG 5 L35, 2 R RG24 L (PH1>0. 05, L
F1). W R EIEE A 1LE], P2 R 5
VZV BB 9 5 514 1451, HLAE ek A HAth 34
TR B 28 R 58 VZV IR L I R R AU S 12 1Y
oA .

2.3 {RIT EWEEHTUYUREIRIT #
TP 5 2~3 . Hih 4 BB AR R MR (RS
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— R 1 A K T ZE KA 5 me/d, 2L 7 d, 5
FH 5 2461 A 11 R R Uk JE A 60 mg/d , 1283 i, 7 B
14~28 d; 1 il ki 3 HH & JE e 35 31 R 41 500 me/d,
5 d, SRR 3 240 mg/d , 3£ 5 d, 2 )5 CIRBE BRI
JWA 60 mg/d BRI . 3 050 0007 A PF i A A A
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H, 1 2092 DSA SR A7 il K i s ik A1 B R BBk
78, SRR R AR LIRS, T8 2 4EBE S m1(500 pe)
Ik B, 2 A i R B s oA I A I T 0 Jk L 73 4 5
2 {51 i 1 A5 P M A A B T 11 R /DN ) i BT ] DT
K100 mg 4 H 1R BT/ IUIETT

oifi

‘2’&%5‘51&@7( Hu%Fﬁ/T) D, BEITIE] T, W AT WA 038 S 22 AR5 5 (kB 7R ) B, BT IR 98 T W] W2 R 45 1 REsi L A5 V2V iﬂ%‘ﬁﬁl&iﬁé)ﬁ

IDGRNENGIE AR FI - A REWITIAD T, W1 R] LA i

RAERZE I (RS IR 5 1, AT RTS8 T WAL ILES WAL RS VZV UGS 5 M VSR R A 2 (7 Sk 7R ) o M 047

3B R T, W1 AT A 0 T e 55

(iR F7R ) 5 C AT T, WR] LA )

ARSI

J” G, BEBBTIRT T, W1 AT LA RL G DX AE (R Sk A7 ) 5 HL, BT TRTIE 8 T, W R] DL Ze 0N sl R B 438 20t £ s s AL ( Hu%}’ﬁﬂ?);

RN S A EFS0
F1 3EARBAMER HEREN RETOHERE HEREQ RERHEENPUERERE
21 AR (%) CSF £ 77 (mmH,0) CSF 44 (x10°/1.) CSF# H (mg/L) CSF A2 f (mmol/L)
AR5 30. 5(25,46) 290(125,330) 268(40,436) 1290(810, 1 940) 3.05(2.9,3.6)
SUE- SR 48(25,64) 120(110,165) 46(9,78) 660(570,1 880) 3.5(2.7,3.9)
i 10 A 4 27(24,60) 200(120,225) 16(14,17) 490(32,3 120) 2.9(2.5,4.0)
HH 0. 839 4.601 5.000 1.209 0.236
PAH 0. 657 0. 100 0.082 0. 546 0. 889
CSF : Cerebrospinal fluid , JRiF5 ¥ ; VZV:varicella-zoster virus, /KJe 4R ADIE R
2.3 7 1619 19%) e T- OFBAR R KM BER X bl 4 R G0 VZV B ) F B im PR R AL,
FIAR S 015, VZV IR LS 5 P8 R MGRESE ) o R A BIF 5% i Mg 6 48 2 Hh Al i 28 R 48 VZV R e e

HoAth 10 1RE AR Y9G 47 % 808 58 R % o 1R YT R
11 B mRS P4 M OAE 3(1,5) 47, 697 A AR IR
Bt CE4E ) mRSPE4r 4 0(0,6) 43 o I6J7 1l J& mRS
P 2 5 BHA 40T 22 B X (P=0.006<0. 05, Z=
2. 754 540, Wilcoxon B AL ) o
3 4t i
A 5T $E R Hiki

9 OGN ik A 8 5

LAY G An A — Tk [{ P BE AT 2 ho it
S5, W 75 MR I 2 (76. 80% ) fie WL, FLUR 2 VZV
i HEE 58 (10. 30% ) , HE7E 55 25 14 fii € 4% 3 IR 1 55 —
B o FETEE BRI P A & R 4
VZV 95 B 41 v, B B R A 58.30% . ik R Y
41.70%"™ . AL X AR R GE VZV IR I iR 56 7R
7 36. 36%, 17 bR T HA 3 B A sl 22 R 48 VZV IR
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Yullfa RISHY | 3 B PRI R ARSI 1 i s fl
PRAE , Sk 5B MRI G 52 T A UL S8, AT UL i A 5 £k o
VZV ki 5 58 1 2% 95 4F- W% L B84 5% , [ Ah VZV R
Jiki B 4 s 91 2 i 5 09 OF- Y9 AF i A 25~50.5 % R
Lo BORE PR B R G VZV B B P R
NARXT S B g . BRI A LA S R B VZV
TP % I 55 28 6 A T AV P 200 B 8 B i T B
W RBE LR EES . SR, R 2 A A
WA B K IE R (IEH{H 2. 5~4. 5 mmol/L) , {H I
GEEN VZV ik B 58 41 1) 45 B 7K AR T VZV i 22 4
FE AMIF T & B, VZV IS 9 fii J5E 2 6 257 G A5V P 4
MBS R A S A i R R I B e, BT
TR 5T AL 191 4 20>, WA S 700 1 i 8 A P 400 P 50 %
C{ERE V& Kl A R ves R ko=t

VZV SR BEPE N 48 (1) T ER K 22 — MR 45 de Ory
GRS A VZV il R AR T 504096 92 9 75 1 ik
B, HEFE I B I0G A908 AG 2E A o ASHIF 5T RX A
ARG VIV IR 1Y G R R A 3 (27.3%) .
VZV i R 2 R F B AT IC 2 T 0808 i & AR
SREMAT S SR MR AT Wl 2 R Gkt . A
21 3 191 22 e Ik A PRI T PUR R IR YT S L 2 st R
A0 F1 IR . Becerra Z5M 8] i A4 T B AL
HRAR A 28 2R G0 VZV IR B B U - AR SR B T
S5 B R T 22 5 10%~50% 14 ik 28 955 197 3ot B i 3
i, ALFE IR & VE SR PR S B . Arruti 25228
FERIRVZV S NG9 0 e B R R, Hodh 40% i
FHBUS BUE . BRATHF S BRR VZV IR % 0 #h 2
UIReR 2 552

VZV & B i 28 22 GE IR UL P L 4 AR 1) B L
i Rl 22— VZV Bl LUAE 8l ik v 52 i 51 & i I 55 9
A B PR ZE IR LA R B RE T A, 51 A I A Y
Be s o P 2E o A AL B B VZV K i g% 36 3 )
(27.3%) , F B R F B 2 PE e 08 55 P X
P28 22455 Jmy b P HR: O VAR 0 7 Sy bk £ 4
RAE , G AL ZUPERNAESE , A 5 AT 1M 8 5 4 sl .
ERESRAL . VZV I 2 T R KR /NSh Ik, 38 H N
KNSk 32 B2 i A R A5 nT s i i A8 B
BeAE s JE WA ZE S K BR sl Ik A P RS
R AT L 5 JcRE mk HR R R RO 3 R i 1L A R AR
1EH o BEFEAFIE 271 VZV K L5 9 £ & A 7E e g
IIREAR T Ay AR gl b 2 (1] s 3 241 H B IR
S I HBLAS R RE IR, DATE — e 58 o 4R /R A7 IR
Y2 T A 25 v B XURG 86 - teT s H e 1 B 3
R e 32 4 ) 35, A8 B2 P R IR 92 JE 2 8] B 22 0 i
B, e I PEAT IR BE 2 B IR | Bk, BB
Ui aE HAE MOSCHRRIR YT AR T . BRI ST
A, 1A 55 A2 ] RE T BOE BEREAE | o B vk R
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i I i, L e A T e S A 28 R G TT
JRAE R AEAE W AR P 28 AR 4 1t 28 B
ﬁ.ﬁﬁﬁém,ls]o

VZV 7] LS BOE B 2 S th iR 28 R G0 2 PRI
A ZH CNS-VZV IR A AR HE R A0 1 451], HL 205k
PR AT N BTy RAE RS, MR B A 86 5 5 15
FHEERAL IR T 1gGA M OB 5 B B s MR
A& I E IR S e i ), Ak T oz RS . 7R
AR P22 R G0 VZV & 258 B SRR AR D0, 32
TR R B K/ IME D BE R A S s T e i
SRR Y R T s R UL T 5 ik 4 RN G A b
G ARG KAE— R KA . WA Pahud 552" i) 45
26 AR Bl 28 R GE VZV sl 2 v A 2 1) R 2 SR IR
Ry R O R B8 28 (acute disseminated encepha-
lomyelitis, ADEM) , HoFP X fh 22 R G kLR 1, 2 441
Y A T B g2 D REAI ] () LR o

W T KR 28 R GE VZV YL IR PR 26 U Y 52 2
PR TR A R TR AT AR 92 B ] 35 A (A i 491 2
27.3%) WG K2 ) 2 Wi AN R 5UE T 12, IR B B
HEAT B WA BE A IR AT, SR W12 VZV B GL ) ¢
S HETIG PR T ARSI 75 HE A 5 mNGS 5 PCR £
WMo Guan 25205 T 2k H A W mNGS 2 W7 vZV
S50 92 0 BE TP AX A 28 R G R (1 191, 4 A T
mNGS X 9692905 75 10l 22 14995 K2 W EL AT TG PR S5
B AT A [l B A A T B 104 451 AR R
25 Z G B 191 ) 10 T mNGS 45 54, K AR 9 1A
A BT B hAXA 22 R GEN RE IR h, VZV R B UL )
JREERAL, UL AT UL, VZV 2 AR R 28 R S
B i B N 22—, [A) B B T mNGS X2
Wi VZV e HAT 520 R Y A R mNGS i
FHUATT A AR, B T8 AT R i) VZV A R o
A HRRRRZE RGE VZV BGL 1 A= 30T Bl AR -

AHIE R A B [R5, AR A 32 28 %) S X
FIEZIT HOL Z— AL IR B 1 I, A
20 O % AT RE - B AE B (A1) 40 i J5E 98 78 ) LU 451 O
R, ANRBACER A I RS ALAE A B rh iy s L) . A
WEIEALAR D, A i RIS AN ZH (417 i B
AN e ol AR O QN & T & A RN 1 < R TR
14 b 55K ] Kruskal-Wallis H B FIAG 5, 22 5 ¥ TC 40
e o A Rri a3 — 25 5 nm %, 4 m A
HY5GEIHRU .

25 LRTIR A 2 R GE VZV R (1 I R e 1Y
FAE MR PR 2 AR 5 ERER S, K28
RIRTLLE N, D BUERE R R A IR 2 . Bt
R FEIR YT EARRIOR RAT F A 58 P S e i RS
() S0 TS A XA 22 o I M mNGS A R 287 CNS
TR AR TR B S R, X R AR B 22 R B8 VZV
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TR B HES W o RSB BRI A A 6 4% ik
% NI R BE A VDB mNGS 7 N 11
T VZV R AGI

RIBZER: AR S E2H T EEFHFR
bR rfe E I3 £ R &% #(H 5 :1-23PJ1872),
A EE AR AT A M GEM T :JS-891),
EEHEZ mEREDS.

FIZEHRAER: mAEEHEPATGEAEAZ
HR

YEHBTRAERR: A5 & 5% R ok kit
AT TR B it LA 5 AR 0 e AR R A
EAFTHBEKRE XBE RTHAFTLETF2HM.
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