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Clinical analysis of 8 HIV infected patients with Guillain-Barré syndrome MI/AO Ran,LI Wurong ,LIANG Hongyuan,
et al. (Department of Neurology ,Beijing Ditan Hospital , Capital Medical University , Beijing 100015, China)

Abstract: Objective To discuss the clinical characteristics of GBS in HIV-infected patients. Methods In this
study we reviewed the clinical data of HIV-infected patients with a diagnosis of GBS attending to Beijing Ditan Hospital from
January 2013 to December 2020, and reviewed the literature on this topic. Results We identified eight patients, all are
male, aged 28 to 49 years. One patient occurs early in HIV infection,two patient occurs in chronic phase of HIV infection,
two patient occurs in AIDS. GBS was the first symptom of HIV infection in three patient. All patients had limbs weakness,
seven patients had paresthesias or sensory loss, cranial nerve abnormalities were observed in three patients,one patient has
mechanical ventilation. CSF results were available in nine patients, CSF white blood cell was 11 ~ 16 cells/pl in six pa-
tients,3 ~5 cells/pl in two patients. CSF protein was increased in six patients and normal in two patients. Recent myco-
plasma pneumoniae infection was found in patients 3,5,and 6,recent herpes simplex virus infection in patients 2,and EB
virus was found in patients 4 cerebrospinal fluid. Four patients received 5 days of IVIG treatment, one patient was treated
with IVIg and steroids,one patient received IVIG and plasmapheresis. Patients 5 had recurrent weakness from 10 weeks af-
ter the onset of symptoms. Four patients had improved during the course of treatment, three patients had full recovery. Con-
clusion HIV-GBS occurs in early and late stages of HIV infection,and may follow the onset of AIDS, Clinical signs of GBS
are similar for patients regardless of their HIV status,most patients have a good recovery when they received IVIG or plas-
mapheresis. This case highlighted the need for all clinicians to be aware that patients with symptoms of GBS, regardless of
clinical history should be offered an HIV test.
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HIV J& —Fh gt 2005 2, AT A M 2 R GE
TR JE BBl B R R . A Bl R 22 461455 mT
RAAE HIV R 45 A B B, H & 5 R 8k %3
BiEo 2110% ~15% 1) HIV J& YL & 25 W BUE PR
JE| PR 22395 , F L ) e i SRR i 2 Pl 25 A8, i 48
HRBR L I Rt 2R 2 & s e R A A
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GBS J&—Ff i 7Y (1) R YL J5 b 2505, K 2 BB &
FEI Ry SR S R R ) BRI, 22 Ky B A
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AT 4 w A7 WP G S99 f0 T8 AT 9K gE R, 25 1 25 i
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F B . KBS GBS M B B0 1 A F 40 i
i BE EB J B | H 7R 0B B A S R i R g
MAFES S AR R A
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B H R E R B

HIV &G 5 91 GBS By 423l AH X 4 b, 1985 4,
Mishra ' B YCHRE T 1 1] 23 2 Bk RIPERS 8 B
LKA T 7 > 26 B0 B GBS, JATTT & B HL B e HIV,
Il P9 I iR R 2006 4E1T . HETA S GBS A LA
PUAE HIV B4 B B, IR 0T L HIV & Ge 1 & e AR
I, Jfe] 2 HIV-RNA B B 345, % 18 HIV 730 818
AvEEge ] R 5T BEAE & BE HIV e 4 51
2 yJ% 9 y,CD4 55 F 200 cells/pl, 3y HIV 18 gk
. M 3.4 CD4 /NT 200cells/ il , K15 o s
ikt [ 2% & fiF (acquired immunodeficiency syndrome,
AIDS) 8, FRAT B e 1 o 3§ GBS n] &A= T HIV &
YA B, WM 1.6.8 B GBS J& L) HIV R
(B AEMR B, HIV YL (1) GBS itk 5338 A
PR Tk AR R B
GBS H v HIV JBL %k 55% |, 1 - A\ HIV Jgk
PR Ny 4.3% , WER T — W5 " B8R
30.5% 1y GBS & 1A AE HIV s, H Al E A e
FHOCZ I R 1 8 . A SCHRIA O HIV &35 GBS
T HE A AR E R

3 AT, GBS £ 35 A o A Vi LA B R (1 2K 1 -
) e S & 11 5 W) 1 £ s s = B BT 11 U
IEH 20 15% 19 GBS S35 AT BUAE B A 4 i3 55 (5
~50 cells/pl) o TIASSCH 2 {51 F 25 i 5 Y 40 P 450
H, 6 051 £ AN LB B R ARG T A
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FUATIE R, AN R A A MR 11 IE TR Sb GBS 21,
M5 6.7 it FRAEAR LY TVIG IR A %L, GBS 12 Wi Bl
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HIV G55 GBS i BARHLH M A . £A7E
PUFf3E: (1) H IV GG HIV 2 g b
ZTE WAL T RUBLER]  HLAR S R g8 5 JE FL A
LT R A A U, AT 512 GBS, (2) HAART
WS o A% 2800 B S 1 57) (nucleoside Re-
verse Transcriptase Inhibitor, NRTI) &] il 7 2 0] 5] &
ARERAY IR BAT R FLIR IR hEE , NI 51 GBS
B, ScHk ™ R 1 IR A R G2 Y HIV 80
PRNR S fig: | 5% 2 ] | i B S s ARG 55 2 3, 3 ik L.
PR /KF W] R 15 (6.5 mmol/L) AERESE 11 d 58 T
W vy , AR I DR S A 112 A Miller-Fisher £5
Bk 117 % Lo Al RIAB SR 2 5 Hh B B
7155 Ko FUIR e, M 2 K LA 2 o AM-
SAN'IT S £ i R 2 W A LR B — R4S A
BT 25 ) NRTIAHOCFLRR IR T 0 & GBS, Hrfr 22
I T AR . FRATH R F AR k259,
HCAT B A HAART 245 9 51 & /9 GBS %R, (3)
HAART 3557 5 | B A 92 8l 980 25 5 AiE (Immune re
Constitution Inflammatory Syndrome, IRIS) , — ¥ 43
HIV 85 e 452 HAART J&5 B IRIS RN 5 BT
W SRR REIR YT Ja I 5 A SR e R S
TEAR G — R 9 RAEE S, HETC A 25 X
WK R HIV R U2 HAART JRY7
Je B IRIS 52 GBS, Horp fe Py 1 1] i 5 4 32
HAART JAJ7 J5 5 d B 5] GBS, (4) vl
HAART J4975 1, BEAAT SCHR™ R 18 1 HIV &
e B A TR A ) R A1 B0 T 525 512 ATIDP, 95
17 KB HIV &G 9y AR AT PR BE IR YT , AR
B 1 m R RE S 455 F HAART ¥k, 4525 10 d
J5 L GBS AR, H I 115 IO i 4RGSR AR, 1M 775
# CMV (EB fiti 52 35K (HSV SE BB, A% &
HA P GBS R 545 ] HAART 1647 MG, (5) AL
SRR . A SCHRIREE Y FE SRR M CMV g
H, CMV M1 GBS (LGN 0. 6%0 ~2.2%0, 1%
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FEAA T 506 1] GBS &, KL 63 4] (12.4% ) B+
FELERUR M CMV Bt . EB R EE & — M 12 4461
RIZIRTE,90% -95% WY AN EB 5 2 1L B .
EBJi#E il 5|2 A0 65 GBS fE N Z R &2 Rk
PP {4 #3% CD4 196 cells/wl , HIV RNA AAG
B, R R B SO RS I R % Ak DR 4 N
/N EB R HEIEY , % & H: GBS I fE 5 EB Ji 2L A
oo RIZBERE X H: 54 i GBS H 5 Y 1t B i ¥
TREEDLAIS AT 00T, K3 HSV &5 GBS &5 HL A AH
FKelko Wt 2 HSV 1 84K 11 74 TgM PR, AN RESE 42
BrAMSH GBS K9 AR .

TR S s T AF AR IR T AE O, 25 W 75 il T 2
GBS fz  FE AEOR I, I PR 1 2R BN 2 RS,
FIER) GBS Z AR i 3. HIV YL 125 i
FEE G A, 2R AR T e Rl 2 il A 1
RIS B A R MAE 52 52 R A, BLidi i SR BRI T
AT FRAIG S T B e AU 2 T B B = X T
2 TR 0 RGN B, AR AR

— 1R GBS 3% ki Hir B AT I Aiy SR R
S T 48 S AR R I — Tl L R I I R G B T
W] 3.5 .6 YA I 48 SRR . A —
TIFFE A BAE 2% 19 GBS H 3% v & B 3 il 4% 32 )i
g™ EE A — IR 5T R il e S DA JRK
YRR GBS SR R A AE — Pl FUBE I H BR A4
K, 44 GalC,Ht GalC PR T BIEH AT 5l 4 32
TR R A SR, FE AT RES S T GBS 1A o

o191 S e PR A 8 U B, 1 UK R i A7 7R 1
EHOL,2 w IR tHBUBUATE ) s 1 T2 6 w ik 35
W, M2 i A -4 M 23 B, UK IVIG 3R 7 e ek
PEFHEINEE , RS T IVIG Ji 8 R IR 0 B
THFE 8 w Bt , &l AIDP, JiFE 10 w H IRk
TN BRA M IVIG R A e k%, >
$ GBS BFTE 32 MK & e ak IVIG J5 25 Hh Bl ih
B, B BE S FUGEAL , X R BUFR TR 7 A DGk
B, —TAA 170 ] GBS MBI " KB 9% iy
I TIRYT A OCUE BN, B2 K Ik A 17 R AN R
TRITHT GBS WUk i [y Be i AR ™ H, A GBS
B 2 UL BRI A SC B, W2 Wl
GBS A T A 2% ~5% 3 KM S P 64
£ K AR 2 M A 25975 ( chronic inflammatory demye-
linating polyradiculoneuropathy, CIDP) {18 4 & & Ik
Jodi. CIDP e be , SRk R 7E 8 w(E{ 2 m)
VAL (AT 2 18% 1Y i 3 1 vk sl e i
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GBS B, s xt T HIV g fi £, SIS F HIV
JEYe Rt G A IRTT , B A A ] AR T IE A
8

[ &%k ]

[1] B SMARFa4s , PR = S 2 o & R [ s 200
DMELL, s 24 2 1 2995 27 43 23 LR 181 5 15 PR i 48 Hl A B2
M, PETEZ-MRELGAME2IHIER 2019 )], gl
+,2019,52(11) :877-882.

[2]Brannagan TH,Zhou Y. HIV-associated Guillain-Barre syndrome[ J].
J Neurol Sci,2003,208(1/2) :3942.

[ 3] Mathukumalli NL, Ali N, Kanikannan MA et al. Worsening Guillain-
Barre syndrome ; harbinger of TRIS in HIV[ J]. BMJ Case Rep,2017
(10) :2017221874.

[4 ] Willison HJ,Jacobs BC,van Doorn PA. Guillain-Barre syndrome[ J].



- 824 -

Lancet,2016,388(10045) :717-727.

[5]Hao Y,Wang W,Jacobs BC,et al. Antecedent infections in Guillain-
Barre syndrome: a single-center, prospective study [ J]. Ann Clin
Transl Neurol ,2019,6(12) :2510-2517.

[6] Roze B, Najioullah F, Ferge JL,et al. Zika virus detection in urine
from patients with Guillain-Barre syndrome on Martinique, January
2016 J]. Euro Surveill,2016,21(9) :30154.

[7]Dalton HR,Kamar N,van Eijk JJ,et al. Hepatitis E virus and neuro-
logical injury[ J]. Nat Rev Neurol,2016,12(2) :77-85.

[8]Caress JB, Castoro RJ, Simmons Z, et al. COVID-19-associated Guil-
lain-Barre syndrome: The early pandemic experience [ J]. Muscle
Nerve,2020,62(4) :485491.

[9]Mishra BB, Sommem W, Koski CL. Acute inflammatory demyelinating
polyneuropathy in the acquired immune deficiency syndrome[ J]. Ann
Neurol ,1985,18 :131-132.

(105 20,3 B, TR, 55 DIMSARE RIZE A A0E 1 R AER M
P R MR L B[], A B 2 B2 B 2441, 2006,
28(3) :321-321.

[ 11 ]Shepherd SJ,Black H,Thomson EC,et al. HIV positive patient with
GBS-like syndrome[ J]. JMM Case Rep,2017,4(8) :e005107.

[12 ] Thornton CA, Latif AS, Emmanuel JC. Guillain-Barre syndrome asso-
ciated with human immunodeficiency virus infection in Zimbabwe
[J]. Neurology,1991,41(6) :812-815.

[ 13 JHowlett WP, Vedeler CA,Nyland H, et al. Guillain-Barre syndrome
in northern Tanzania:a comparison of epidemiological and clinical
findings with western Norway[ J]. Acta Neurol Scand,1996,93(1) :
4449.

[ 14 ] Holroyd KB, Vishnevetsky A, Srinivasan M, et al. Neurologic Com-
plications of Acute HIV Infection[ J]. Curr Treat Options Infect Dis,
2020,12(3) :227-242.

[ 15]Shah SS, Rodriguez T, McGowan JP. Miller Fisher variant of Guil-
lain-Barre syndrome associated with lactic acidosis and stavudine
therapy[ J]. Clin Infect Dis,2003,36(10) :el131-133.

[16] Capers KN, Turnacioglu S, Leshner RT, et al. Antiretroviral therapy-
associated acute motor and sensory axonal neuropathy[ J]. Case Rep
Neurol ,2011,3(1) :1-6.

[ 17 ]Marcus K, Truffa M, Boxwell D, et al. Recently identified adverse e-
vents secondary to NRTI therapy in HIV-infected individuals: cases
from the FDA’ s adverse event reporting system ( AERS) [ abstract
LB14][ C]. In:Programs and abstracts of the 9th Conference on

Retroviruses and Opportunistic Infections ( Seattle ). Alexandria,
VA : Foundation for Retrovirology and Human Health,2002.

[18 ] Makela P, Howe L, Glover S, et al. Recurrent Guillain-Barre syn-
drome as a complication of immune reconstitution in HIV[J]. J In-
fect,2002,44 (1) :4749.

[19]Fantauzzi A, Digiulio MA, Cavallari EN, et al. Guillain Barre syn-

drome in an HIV-1-infected patient after the beginning of combined

antiretroviral therapy: an immune reconstitution inflammatory syn-

drome[ J]. New Microbiol ,2014 ,37(1) :103-107.

J Apoplexy and Nervous Diseases, September 2021, Vol 38, No. 9

[20] Piliero PJ,Fish DG, Preston S, et al. Guillain-Barre syndrome associ-
ated with immune reconstitution[ J]. Clin Infect Dis,2003,36(9) :
elll-114.

[21]Malano D, Tiraboschi J,Saumoy M, et al. Acute inflammatory demye-
linating polyneuropathy following interruption of antiretroviral treat-
ment and HIV rebound[ J]. J Antimicrob Chemother,2020,75(5) :
1356-1357.

[ 22 ] Orlikowski D, Porcher R, Sivadon-Tardy V et al. Guillain-Barre syn-
drome following primary cytomegalovirus infection: a prospective co-
hort study[ J]. Clin Infect Dis,2011,52(7) :837-844.

[23]Soldan SS, Lieberman PM. Epstein-Barr Virus Infection in the De-
velopment of Neurological Disorders [ J]. Drug Discov Today Dis

Models,2020,32 (Pt A) :35-52.

(24T 2%, FHRIR, RIGHE, 45w ph-L A 25 AR AR 3 1l 2 R G0 IRR
POREETTA G AT (], IR B AS B 2 2% 24 75, 2018,39 (23)

2849-2852,2856.

[25] Larsen IK, Gradel KO, Helms M, et al. Non-typhoidal Salmonella
and Campylobacter infections among HIV-positive patients in Den-
mark[ J]. Scand J Infect Dis,2011,43(1) :3-7.

[26 ] Meyer Sauteur PM, Huizinga R, Tio-Gillen AP, et al. Mycoplasma
pneumoniae triggering the Guillain-Barre syndrome: A case-control
study[ J]. Ann Neurol,2016,80(4) :566-580.

[27 JRuts L, Drenthen J, Jacobs BC,et al. Distinguishing acute-onset CI-
DP from fluctuating Guillain-Barre syndrome: a prospective study
[J]. Neurology,2010,74(21) :1680-1686.

(28 ] AR B Pl i o o 23, R AR R 2 Pl 2 o o 2 JA [ v 42
FRTPMELZE , TR 25 2 Pl 2005 5 43 2 LR 181 45 i PR P 22 W A 2
UL EE R A R I BE R 1 2 R PR AR 212 TR 4R
F2019[J]. rhemizRlaeik,2019,52(11) :883-888.

[29 ] Bani-Sadr F,Neuville S,Crassard I,et al. Acute Guillain-Barre syn-
drome during the chronic phase of HIV infection and dramatic im-
provement under highly active antiretroviral therapy [ J]. AIDS,
2002,16(11) :1562.

[30]Sajan A,Zahid S,Stumph J,et al. A Rare Case of HIV-Induced In-
flammatory Demyelinating Polyneuropathy[ J]. Am J Med Case Rep,
2019,7(1) :5-8.

(31047 3 BomEsl, X 8,58 S & IR AR-E R 2R
[J]. EEY ST 443,2019,19(6) :677-679.
[32] ka0 Wilide, = 3, 4. S BR AR 0 S0 P S AR bk
PG AMEEE BRI T]. PRSI0 IR R 5 2 28,

2013,27(3) :210-211.

[33]Sloan DJ,Nicolson A, Miller AR, et al. Human immunodeficiency vi-

AE 1 1]

rus seroconversion presenting with acute inflammatory demyelinating
polyneuropathy :a case report[ J]. J Med Case Rep,2008,2(11):
370-375.

[34]Schreiber AL, Norbury JW,De Sousa EA. Functional recovery of un-
treated human immunodeficiency virus-associated Guillain-Barre syn-
drome ; a case report[ J|. Ann Phys Rehabil Med,2011,54(8) :519-
524.



