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Clinical Characteristics and Short—term Prognosis of Guillain-Barré Syndrome following Trau-
ma or Surgery CHOI Ka-lam, LI Zhi-jun, TANG Na, NIE Qing, FU Pei-cai. Department of Neurology, Tongji
Hospital, Tongji Medical College, Huazhong University of Science and Technology, Wuhan 430030, China

Abstract Objective: To investigate the clinical characteristics of patients with Guillain-Barré syndrome
(GBS) following trauma or surgery and explore factors influencing short-term prognosis. Methods: Clinical da-
ta and serum levels of inflammatory markers were collected from 25 patients with trauma- or surgery-related
GBS who were treated at the Department of Neurology of Tongji Hospital from January 2016 to June 2022. The
factors influencing short-term prognosis were analyzed. Results: Among the 25 patients with trauma- or sur-
gery-related GBS, 21 were males and 4 were females, and the mean age was 49.6+12.6 years. In terms of sea-
sons, the onset of symptoms mainly occurred in summer and autumn. The average interval from trauma or sur-
gery to onset of GBS symptoms was 11.4+7.2 days, and the interval from onset to peak GBS symptoms was 9.6+
5.4 days. On admission, the mean Hughes score was 3.36+1.31, and the total Medical Research Council (MRC)
Scale score was 30.56+16.78; 28% of the patients were admitted to the intensive care unit (ICU) for further treat-
ment, and 24% of the patients had respiratory myasthenia or needed ventilation support for dyspneic respiration.
Overall, 17 patients (68%) received intravenous immunoglobulin therapy and three (12%) received plasmaphere-
sis. Three patients (12%) died during hospitalization. The average length of hospital stay was 22.7+11.6 days.
Based on the Hughes score at discharge, patients were assigned to the poor short-term prognosis group (Hughes
score=3) (n=14 patients) or the better short-term prognosis group (Hughes score<3) (n=11 patients). Compared
with that noted in the better short-term prognosis group, the clinical characteristics in the poor short-term prog-
nosis group were as follows: older patients (P=0.002), lower Hughes score and total MRC score at admission
(P<0.001), and higher proportion of patients admitted to the ICU (P=0.021) and requiring ventilation support (P=
0.043). Regarding serum inflammatory markers, the serum neutrophil-to-lymphocyte ratio (NLR) and C-reac-
tive protein/albumin ratio (CRP/Alb) were significantly higher in the poor short-term prognosis group than in
the better short-term prognosis group (P=0.005/0.048), whereas the serum uric acid levels were significantly

lower in the poor short-term prognosis group (P=0.003). Moreover, the proportion of patients with positive IgG
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anti-GM 1-antibodies was higher in the poor short-term prognosis group than in the better short-term prognosis group (P=0.010). Multivari-

ate regression analysis revealed that the total MRC score at admission and NLR were risk factors for poor short-term prognosis in patients

with trauma-related or surgery-related GBS. Conclusion: Patients with trauma- or surgery-related GBS predominantly presented with se-

vere GBS with a poor short-term prognosis. The total MRC score at admission and NLR were risk factors for a poor short-term prognosis.

Keywords

count ratio; short-term prognosis

22 - ZEA1E (Guillain-Barré syndrome , GBS)
Ptk BN S ZHEN UL RGN
S PR RRIE R R R IE B — 2 . GBS W &k A R
Pulk B Z 5, 25 IS h R TR AR e e IR 3 5 H
R LA RS 2B, GBS AT LA A5/
ARG R 5 & B, SRR G GBS I & 9
F 5 SR GBS 5% ~ 9.5%. H4k GBS HAT —& i i
PEBANA 20% 835 — HAFE " E R AR, K2 5% i
HHT-P, GBS MYIRYT AR T 112 Wi Fn B sl JRUBS:
PEALE PR b, AR SCH o [ Jei o3 47 3% B B O/ F- R e
GBS & B RFFE LA S i RAEVR S G50k, LA
PE RN/ ARJG GBS 12 W T 11 A K i 1A il
JE T

AL DY R

1.1 —f&FH

B A 2016 4F 1 H 2 20224F 6 A w2 T4
B R 22 [R5 s 4 B B I A1 2 Be e R 22 LA
LR A5/ T ARG GBS B Il ROk, 35—
M TRk SR AR TR AN/ AR s GBS IR
FEPRIARAE M3 RAEPR S AW AR O AT
TG S 0ERE, T PEAL S A2 B LA S e ek

GBS 2 Wi F 2016 4 Hugh 215 11 f12 Wi b 1
DL K 2019 JiR H [ GBS 236 48/ An 7, I AR P
Brighton 25 MR E & L GBS PN 2 Wi e 7K -2 55—
KoKV ferm, S PR TR HEBRPR LSS : DORisK
B g2 R e B s M T IR A sk s B E R
() JE FRL A 200 s @2 WA B i R R 4235
12 Fik
12,1 MLIIEEESr R GBS P IIREE 3 (Hughes
PE4) UL K B2 =4 1F 9% P 25 2= 1F 43 (Medical Research
Council, MRC ) 3%} (8 35 AR T RESEA T3
122 g Amen RHABE AR (EE)
Viking NT LR BRI . i A7 R85 A6 00 240 26 0K
MG 21 d AT, Kz st i it Ik R A
WLIR B AE LA RIS Bl il 284 S RS (F I 0 R 2B %5 T
fli st ph 2 VR LA FUBSE P MG S . R bR

Guillain-Barré syndrome; post-trauma or surgery; serum inflammatory markers; serum neutrophil count/lymphocyte

SR OE W E P £2.5 AR E 2 U (E . 3k T 2015 4F
Rajabally S5 H1 Az BEBRIEXT S HEA TR AR B2
123 M IRPUARKIN AW A L5 /A
VDA I 35 Z3 FE B PR R A W) (a0 ), SR FH i BiF
SR BT GM1 . GM2, GM3, GM4, GDl1a. GD1b,
GD2.GD3.GTla.GT1b.GQIlb. sulfatides % f# £ 5
JEHUIARIgM \1gG, [Fl 280t ELISA SEKHIE .
124 IEREFREYRDN R ABLER 24 h
NFR DK IR A 25 R o 1 s R PR A i L J6 £ 448 i A i
BB C )2 W 2K I (C-reactive protein, CRP) | [ &
I (albumin, Alb) , #MA C3 ., #MA C4 | IfiL 75 JK iR (uric
acid, UA) . IL3% IgM . IfiL7% 1gG % %dk . Hob NLR=rp
PR AH 45/ L 40 B T4 PLR= 10/ MR T80k 12
A% ; CRP/AIb=C J ) 25 FA/FIEE 1
1.3 itsam

K H SPSS 22.0 #4414 & Graphpad prism 9 #1714t
TR THREFORILL (xts) 0, IESM ORISR A
SEAEARIEPEL Ry AR IE A 70 Ai ERER F Mann-Whitney
USR5 THECTERE LR KR, 41 18] FL R 2 X Fisher
G M ST AR 6 5 32 5 [ U1 A D LA A e 00 U A
fal N2 ; P<0.05 A 2EFA G FE .

2 #R
2.1 —fMER

AW BT AT BB 46 GBS Il R AR ifE, I
0005/ FAA BB RARSCHE . St ABM/FAR )G
GBS & 2561, Hodh 53 21 0], L 4 3] 4F % 25 ~ 74 %2,
PR (49.6£12.6) % . KT LIERKETT N E,
L1961, REAEAT HUR BREE0 3 61, A7 TR LR Tk 58
16 ¥ 05/ FAR 5, B/ FAE] H B GBS Stk
BF Rk 7 ~ 30 d, 3] (11.4+£7.2)d; GBS SR 1A 14
W] R 3 ~ 22 d, F 44 4 (9.6+5.4) d; S 445 B KRB K
(22.7+11.6)d. %18 Brighton 2 WiF51E , 45512 Wi
PESE — JOKF B3 19 B (76% ), 55 — 2K - 6 fi
(24%) .

AL RN 2B R A AR AR DG 4 S 17 151
(68%) , Al 45 RAM 7491 . 1 3/ 01405 5 1) T B4



318

T/ Pt 4 61 BOHEE 3T 165 B BT AR AH SE 0k 8 il
(32%) , LG SMETF A 2 6 THAEFAR 241 S FR
L) HRABFA 1] AR5 TR 1] 0 145 4%
BT AR 432E, LISk FEB i 2 , i 44%; BT
J 53 20%
22 W R4

] 254911 (100% ) £ & A B A BB B RIS 77,
23 151 (92% ) B 34 et S 80 55 58 TH 2K, 2 681 (8% ) S8 3 i
S IE W o B R T RE 3 ] (12% ) | BRRR 9L 6 )
(24%) JBRIEREAT 461 (16% ) J9F 3 411 (12%) L e [ &
2D REREDT 4 61 (16%) . ABEHT, Hughes 14 =3 4>
B B A 18 6 (72% ) , *F- ¥ Hughes 3T 73 4 (3.36
1.31)43, MRC & 5005 4 (30.56+16.78) 43 R 1y
& EHEA ICU AT 1Y 55 719 (28% ) 5 MR LG /75
BENFI S RF R 6 11(24%) o

20 1511 (80% ) K& 5 A7 7 ki 5 VA A8 11 240 L 4 5 ) B
5,251 (8% ) f & PUE A FAR AR REAT I B K Ax L 3 451
(12%) BEETRFL 7 ~ 9 d ARSI Ak 5 2 1 TG = 1Y)
MG MR A5 GBS SE R 4 18] B8 i 4] hy (10.1+
4.4)d, IR SR 1 M (1143.5+669.6 ) mg/L; ik 41
M B K 3.4 (0~ 254 ) o L2191 (84% ) H
SERUVLHRLIEL, 4 651 (16% ) P51 AL 4 B 38 <A fig 56 iU
FL IR Ay . JULFR T L A B0 60 Oy 2 M8 Bl R v 20
(acute motor axonal neuropathy, AMAN) 15 £ (60% ) ,
ST R MENLBE B R 2 k2 AR AP 2 (acute
inflammatory demyelinating polyneuropathies, AIDP) 2
i (8% ) , 2 Tk iz 2 & o Bl &R TE #f 24 %% (acute
motor-sensory axonal neuropathy, AMSAN) 1 4] (4% ) ,
T IEAT A B2 349 (12%) o 17 51 (68% ) £ L.
B2 AR YU PR, Frh 15 1) St 1gG L-GM1
FiiA, 316 R4 1gG #1-GM2, 1151 41 1gG #9-GQ1b, 15
BT 1gG H-GM 1 HUIRBHE B T, 6 il 5 e p ey
B PR S N FEE 2455t GD1b. GDla, GM2 4§47t
(NS

171511 (68% ) 8 #1552 T H ik S Bk IR YT, 3 4l
(12%) A2 T K B4, P Bt E) R (22.7+
11.6)d. 341 (12%) B HAEABEMIRIZET . th e,
Hughes ¥ 43 =3 70 DA I 09 B35 14 6] (56% ) , 3%
Hughes 1 43 47 (3.04 +1.67) 43 , MRC & 5 ¥ 43
(33.84+18.54) 43 i BT i) Hughes 7143 F1 MRC J& 53
W5 AR AH L, BCE R &, 22 R G 2# X
(P=0.07.0.11),
2.3 ‘TG Ha B E 5

Neural Injury And Functional Reconstruction, June 2023, Vol.18, No.6

HR A8 B 2 H B i Hughes B35 H 40 S0 26 10 1
a3 2240 14 1) (Hughes W43 =3 43 ) , 28 3 1 B 421
(Hughes W43 <3 43) 11 1], b4 2 241 FR 3 A I PR RS A
DL K2 A B% 24 h I NLR, PLR, CRP/Alb, #MMA& C3 .
C4, I3 UA, I35 IgM | L3 1gG 45 MG bR xt %
WIS BOITAL o 255 R, 2 4 AT ) o A 2%
B, 2R 30 0 2 A RR A AR Y T R (P=0.002) , ABEIS
Hughes 1153 LA} MRC 553175 B (P<<0.001) , A
ICU LL 81555 (P=0.021) , 75 ZE P S 4 Y B 3 LL 9] B
7 (P=0.043) , i B i Hughes W43 5 MRC 570043 i
AR TS BB 2H (34 P<<0.001) , 357 S 01 9 f 4 2%
RG220 B F AERE IR IR I ] (P=0.394)
S35 43 B B 1] (P=0.800) 25 5 oA 124 8 o BB Il
S AR K (P=0.090) | I3 IgM -5 16 IgM Eb
B (P=0.253) , IfiL7% 1gG 5 MW 1gG L (P=0.265) 2%
SRGEE Lo BeAh, B A B B I vE &
E bR R PRI & B, J6 300 S A 25 41 R 3 1LY NLR
CRP/Alb 7K *F- B I /& T A& 10 5 %% 4 40 (P=0.005 .
0.048) ; PLR 5 T 5 B bf 2 (0 22 S RG22 8 X
(P=0.067) ; IfiL7% #MA C3 . C4 7K FAHAL 5 113 UA K
KT A5 #4240 (P=0.003) ; 1gG RIHT GM 1B FHE &
e T UG B4 (P=0.010) , WL 1,

B AR M A Gei s SR B A B T
e T2 N Z . S5 58R BoR, ABEH MRC &
73343 (OR=1.682) . NLR (OR=1.137) & 8 i/ K &
GBS B M UG R K BT fE R R 2, L3 2.

3 itig

W5 B, QS a TR S S il 2 28 2
[ 7 T 2 UIE[R] DG 2R | 8] Ll 2632 B2 A RE IR AR IR
ZEAM/F ARG 30 d IR . A/ ARG GBS Pk ik
&, RO E S RGN RAE , U T TS
LI R Sk e R A L A O

A R ER BE 25 R, B0/ T AR GBS il &
V2 8] B 24 1] B i (11.4+7.2)d, A & IR BRI gy
LKA 5 LAS M IR 5 ke 2 P O T L e 22 80 3 1Y)
B RS PR o FE I RAFAE J7 18, T A B iR R &
Brighton 11 GBS 12 W A5 #E ™ vb 1 2 1k 58 — Gk
(76% ) FNZE K- (24% ) - BAAG AR , PR FE 28 d
R 28 i e, ST SA IR R [B] (9.245.4) d, U A th 2% P e
90, Mt S S0 55 B 2R I VR LR P B 1 4 A S Y
MG, VA PR

o K LB (72% ) 75 A BERT (/)32 e R 3R 5



M2 S5ohfeEE - 20234E6 H - 55 18%: - 6l

F 1 ARG B0/ FASG GBS M G REFAE K T bR i) FUER] (ot ) B 1]

319

WiH TG b 4l (11 f51) UG 2E4 (14 41]) P{H

Ay 41.36+9.86 56.14+10.61 0.002
PER(5H/4) 9/2 12/2 1.000

AB% Hughes F43/43 2.18+0.98 4.28+0.61 <0.001

ABE MRC 343/ 44.1845.76 18.86+14.62 <0.001

WP S 4 0 6 0.043
HEAICU 0 7 0.021

1 B Hughes ¥E43/43 1.45+0.52 4.29+1.07 <0.001

HBE MRC $F43+/43 49.64+3.78 21.42+15.70 <0.001

AR IR IR H]/d 8.18+5.17 10.07+5.59 0.394
BT ] /d 18.18+6.18 26.21+13.73 0.080

AR i AMAN 285 7 8 1.000

ki TR 1 /(mg/L) 1164.00£763.80 1126.00+614.70 0.090

LY IgM/k i 1gM 0.71+0.84 0.36+0.60 0.253

M35 TeG/Ii A 1gG 0.22+0.19 0.14+0.12 0.265

17 NLR 2.29+0.73 5.05+2.71 0.005

1.3 PLR 121.50+34.70 221.40+160.80 0.067

137 CRP/Alb 0.06+0.06 0.36+0.44 0.048

135 UA 367.60+62.10 264.30+83.60 0.003

M #MA C3 1.08+0.14 1.01+0.28 0.632

IMIE AMA C4 0.23+0.03 0.230.06 0911

IgG #1471 GM1-HT A B 3 12 0.010

F2 QI0I/FARIG GBS Hlfa 40 R 2% 2 R 2 [MF 5047

ALESEN EVEEY Wald {8 P{E ORfH 95% ] {5 X [i]
ABE MRC 143 0.524 6.678 0.009 1.682 1.571 ~ 2.003
NLR —0.297 5.077 0.041 1.137 0.809 ~ 1.328

1, GBS %% %% D1 i€ Hughes P43 =3 43 ; 165 1 55 16
1, 28% 58 F PR [ HUEA ICUVAYT , 24% 58 5 I
T3 /5 WP 545 o Hughes P73 =3 70478 4 )
REffig i i, MR GBS i, Z W HUE A R AR,
AL B BT B 2 7E 3 i A2 4 [(22.7+11.6)d], 248
I PIER AN IR B 56T G a2 BUR A B
7R 55 Hughes 23 {E FIEE MRC 8434301 , 3 191 5 5E
T PR AR R I UG JE w25 . BRATIRAIG sk T
RAGIE—E R 2 IELE GBS R 41, il i
B AT Ak T F5E (Hughes W43 =3 43 ) 5 A X2 E
(Hughes P53 <3 43 ) B B3 I PR A DA B MLV 27 b
YA TR AT, e LR DL I PRAFFAE B 4R 8
FHEWBUG A K AR K 1gG AT GMI-BuA I E A
Bié i) Hughes $F43 =3 43 \MRC &5 PEAMIG, DA A
ICU 5 ZEMPIR S 4 o IE A AR ) b B s Y
NLR ,CRP/Alb FLE Y83, LA S UA KK B
PR IS AN R o T I R B, i GBS &
FHHINLR CRP Al 8 FKCEAT B T 300 i Bl

R KGR B T R S fa B 3 . R T
CRP/Alb [ AR AT A Ay W 8 s by L R 8 3 i J A R 1
M7 TN 1, UA BA K & fe 2 P AR 2
—, LT UA ZK - FEAR 5 i 48 2R G 500 10 K e ik Je
AN ARHIFSE A R LT UA R e R e 1 7
JEARR . XA B EH T2 W E A5 &
B, ABER MRC &304 NLR I8/ AR 5 GBS &
N HUG ARG E . B, Eiez ek
PRI bR B S 50, 246 113 NLR \PLR .CRP #l
FER KR N B SRE AR 07 H T FFE S0 GBS
UG 4 S BT | S 2 S AR A R A 5 bR R A
A 20 955 1) A 4/ AR 2 LA 8 K I R S

P AR RIS SRR A 5/ FAR M 32 . Boghani Z 25" iz 15 b
ZHMBHE T ARG GBS # UL o 111 45 il TR o (4 BRI
77705 GBS KA 2 A R M ATE A . X T GBS iX Ff
BB A QAT ZE A 3/ F- AR S D & 2E A F
FEF AR5/ T AR i 41 B AR e e R Sk
SRS AR, T AR I PR AN IR R, i 3 4
(FHEE324T1)



324

Neurorehabil Neural Repair, 2010, 24(1): 23-33.

[17] Mc CG, Austin GM, Liu CN, et al. Sprouting as a cause of spasticity
[J]. J Neurophysiol, 1958, 21(3): 205-216.

[18] Kathe C, Hutson TH, McMahon SB, et al. Intramuscular
Neurotrophin-3 normalizes low threshold spinal reflexes, reduces spasms
and improves mobility after bilateral corticospinal tract injury in rats[J].
Elife, 2016, 5: ¢18146.

[19] Wang B, Zhao H, Chen M, et al. Proteomics Reveals the Effect of
Low-Intensity Focused Ultrasound on Spasticity After Spinal Cord Injury
[J]. Turk Neurosurg, 2023, 33(1): 77-86.

[20] Kopach O, Medvediev V, Krotov V, et al. Opposite, bidirectional
shifts in excitation and inhibition in specific types of dorsal horn
interneurons are associated with spasticity and pain post-SCI[J]. Sci Rep,
2017, 7(1): 5884.

[21] Norton JA, Bennett DJ, Knash ME, et al. Changes in sensory-evoked
synaptic activation of motoneurons after spinal cord injury in man[J].
Brain, 2008, 131(Pt 6): 1478-1491.

[22] Kang J, Cho SS, Kim HY, et al. Regional Hyperexcitability and
Chronic Neuropathic Pain Following Spinal Cord Injury[J]. Cell Mol
Neurobiol, 2020, 40(6): 861-878.

[23] Kupcova Skalnikova H, Navarro R, Marsala S, et al. Signaling
proteins in spinal parenchyma and dorsal root ganglion in rat with spinal
injury-induced spasticity[J]. J Proteomics, 2013, 91: 41-57.

[24] Kitzman P. VGLUT1 and GLYT2 Ilabeling of sacrocaudal
motoneurons in the spinal cord injured spastic rat[J]. Exp Neurol, 2007,

Neural Injury And Functional Reconstruction, June 2023, Vol.18, No.6

204(1): 195-204.

[25] Chang CW, Evans MD, Yu X, et al. Tau reduction affects excitatory
and inhibitory neurons differently, reduces excitation/inhibition ratios, and
counteracts network hypersynchrony[J]. Cell Rep, 2021, 37(3): 109855.
[26] Fogaca MV, Wu M, Li C, et al. Inhibition of GABA interneurons in
the mPFC is sufficient and necessary for rapid antidepressant responses[J].
Mol Psychiatry, 2021, 26(7): 3277-3291.

[27] Nakajima K, Masubuchi Y, Ito Y, et al. Developmental exposure of
citreoviridin transiently affects hippocampal neurogenesis targeting
multiple regulatory functions in mice[J]. Food Chem Toxicol, 2018, 120:
590-602.

[28] Prieto M, Folci A, Poupon G, et al. Missense mutation of Fmrl results
in impaired AMPAR-mediated plasticity and socio-cognitive deficits in
mice[J]. Nat Commun, 2021, 12(1): 1557.

[29] Jossin Y. Reelin Functions, Mechanisms of Action and Signaling
Pathways During Brain Development and Maturation[J]. Biomolecules,
2020, 10(6): 964.

[30] Wang LY, Tao Z, Zhao HP, et al. Huoluo Yinao decoction mitigates
cognitive impairments after chronic cerebral hypoperfusion in rats[J]. J
Ethnopharmacol, 2019, 238: 111846.

[31] Nanou E, Catterall WA. Calcium Channels, Synaptic Plasticity, and
Neuropsychiatric Disease[J]. Neuron, 2018, 98(3): 466-481.

[32] Marcantoni M, Fuchs A, Lsw P, et al. Early delivery and prolonged
treatment with nimodipine prevents the development of spasticity after
spinal cord injury in mice[J]. Sci Transl Med, 2020, 12(539): eaay0167.

(AR S it - )

ALEAN LA A LA LA At EAtEA Lt Eat Fal Lal Eat Al Lal Lat Fat al Lat Fat LAl Lalt Fat Al Ll Fat Fat Ll Fat Fat al Lat Fat Al Lal Fat Al Fal L at At Fal Falt L at LAl Lalt L at Al Lal Fat Fat Lal Fat Fat Fal falt Fat Fal Falt fat Fal alfaty

(53319 70)
TR AEHLN , % R BBl 22 ) B B s ieds , $ 30 GBS
KA WA HRGE AR, SR 5 i i B B Az 2 0k
IR AEIR Y R A EE AL 2 ST T R R
REN, FEGBS KA. A5 Hp HAE GBS B LG
HTNLR ,CRP/AIb HAE T = , WL HE 7RI 98 5 s 1 34
SRIGHLTE] . (RAY] B F 2 Bk | I8 S pEih
ST )5, 585 B N SR Hughes 23 (B A1 MRC 23043 0%
AN BN AT RE 2 FBOR LI AEAE

AHI G 1 oy BRAE7E T [l AFF 52 AR B 1 R B (R
AR /N B T B8 VEAS ] B B 8] J 5, 7 2 o R 1Y
AR IR K ) i 77 T 1) ) RS P A 9 R AV X 11 PR
FRIE DL T 24 b5 25 0 7E 2 W S A R
FL T b AT SR

S Uk

[1] Goodfellow JA, Willison HJ. Guillain-Barré syndrome: a century of
progress[J]. Nat Rev Neurol, 2016, 12(12): 723-731.

[2] Willison HJ, Jacobs BC, van Doorn PA. Guillain-Barre syndromel[J].
Lancet, 2016, 388(10045): 717-727.

[3] Grote H, Sim NK, Rinaldi S, et al. Post-traumatic (and postsurgical)
Guillain-Barre Syndrome: a rare, but treatable entity[J]. BMJ Case Rep,
2021, 14(2): e238116.

[4] Huang C, Zhang Y, Deng S, et al. Trauma-Related Guillain-Barre
Syndrome: Systematic Review of an Emerging Concept[J]. Front Neurol,
2020, 11: 588290.

[5] Shahrizaila N, Lehmann HC, Kuwabara S. Guillain-Barre syndrome
[J]. Lancet 2021, 397(10280): 1214-1228.

[6] Hughes RAC. Guillain-Barre syndrome: looking back and forward[J].
J Neurol Neurosurg Psychiatry, 2020, 91(2): 111-112.
[7] AR B g 27 A1 22, AR R S I 22 432 JA FEL R 2209 T
VRLH, AR o M 2 o 7 2 JULHE P S5 I b 28 v A 22, 45, o
[ 7 22 - R 2R B ME 2 VA5 1 2019[)]. A &Rl e, 2019, 52(11):
877-882.
[8] Fokke C, van den Berg B, Drenthen J, et al. Diagnosis of
Guillain-Barre syndrome and validation of Brighton criteria[J]. Brain,
2014, 137: 33-43.
[9] Rajabally YA, Hiew FL, Winer JB. Influence of timing on
electrodiagnosis of Guillain-Barre syndrome in the first six weeks: a
retrospective study[J]. J Neurol Sci 2015, 357(1-2): 143-145.
[10] Ethemoglu O, Calik M. Effect of serum inflammatory markers on the
prognosis of adult and pediatric patients with Guillain-Barre syndrome[J].
Neuropsychiatr Dis Treat 2018, 14: 1255-1260.
[11] Ning P, Yang B, Yang X, et al. Clinical value of C-reactive protein/
albumin ratio in Guillain-Barre syndrome[J]. Neurol Sci 2021, 42(8):
3275-3283.
[12] Chang SH, Tian XB, Wang J, et al. Increased Cerebrospinal Fluid
Uric Acid Levels in Guillain-Barre Syndrome[J]. Front Neurol 2020, 11:
589928.
[13] Boghani Z, Livingston AD, Simpson EP, et al. Acute Onset of
Guillain-Barre Syndrome After Elective Spinal Surgery[J]. World
Neurosurg, 2015, 84(2): 376-379.
[14] Gensicke H, Datta AN, Dill P, et al. Increased incidence of
Guillain-Barre syndrome after surgery[J]. Eur J Neurol, 2012, 19(9):
1239-1244.
[15] Li X, Xiao J, Ding Y, et al. Clinical and electrophysiological features
of post-traumatic Guillain-Barre syndrome[J]. BMC Neurol, 2017, 17(1):
142.
[16] Carr KR, Shah M, Garvin R, et al. Post-Traumatic brain injury (TBI)
presenting with Guillain-Barre syndrome and elevated anti-ganglioside
antibodies: a case report and review of the literature[J]. Int J Neurosci,
2015, 125(7): 486-492.

(AR SC i« PR )



