2022483 A4 53 85 3 1 HEF 177

2T I DOLI: 10.3969/j.issn.0253-9802.2022.03.006
MRt E

E=-BEEESEAMHERENAERLEIRKENX
—hEESmEttX a0 226 GloHh

Falx R#E KER RE FHRHK E2E

[H=E] BH S hEESERH’IXE 2 - OEESAME (GBS) M FH AW M k4 R M5 GBS Ik FREFHIE |
I R 73 T B et 2 1 BB PTR I C R, IR GBS 2R MR E X . AiE  91A 226 1l GBS &%, WA I K%
BE, FEIEAT A 1 AR, B S AR 2 AR R IO I R ARAE I PR 4 R R B RE Z T IR PR S T Y 2 5
ZEE 226 1 GBS B 121 4. 22 105 B, 19.9% (45/226 ) AT 2 EBIER ., 46.5% (105/226 ) A3 iSRG 5,
82.7% ( 187/226 ) fAAEMAKTC T3, 51.8% (117/226 ) fEAEEGE IR, 73.2% ( 145/198 ) FEHEZER 45 A WoR A Bl -
A B INE, 46.8% (96/205) Pii &5 HIRPLIA 1eG FHPE, 44.7% (101/226) #BFH LAl (i85 - &8 ) GBS,
39.4% (89/226 ) M4z GBS, FEAa 2t B L P 8 YL 10 H IR T AR (P = 0.029), fEIfIK
FRAE o I R4 BURIG TR 25T H MR PUIR PH R I 225 (P35 > 0.05). &5 B T _LIFIGERYG ) m, A Stk
WY GBS B TEIG PREFIE RN TS J7 1S5 AR & T2 5, I GBS Y2 | ek — 2 ALt .

[SR88iE ] 2% - BREGEANE; SN IRIRE L Bush & i is ik

Incidence and clinical significance of acute pain in patients with Guillain-Barré syndrome in Southwestern Shandong
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[ Abstract] Objective To investigate the incidence of pain in patients with Guillain-Barré syndrome ( GBS ) during acute
phase and analyze its relationship with clinical features, clinical variants and anti-ganglioside antibodies in patients from Southwestern
Shandong Province, aiming to explore the clinical significance of acute pain in GBS. Methods 226 patients with GBS were enrolled in
this prospective observational clinical study. Clinical data were collected, and all patients were followed up for one year. The differences
in clinical features, clinical variants and anti-ganglioside antibodies between patients with and without pain during acute phase were
analyzed. Results Among 226 GBS patients, 121 were male and 105 were female. 45 patients ( 19.9% ) had pain during acute phase,
46.5% (n = 105 ) developed antecedent infection, 82.7% (n = 187 ) experienced limb weakness and 51.8% (n = 117 ) had sensory
deficits. 73.2% ( 145/198 ) presented with albuminocytological dissociation in the cerebrospinal fluid. 46.8% ( 96/205 ) were positive for
anti-ganglioside antibody IgG. 44.7% (n = 101 ) were diagnosed with classic motor-sensory GBS and 39.4% ( 89/226 ) with pure motor
GBS. The proportion of upper respiratory tract infection in GBS patients with pain was significantly lower than that in those without pain
(P =0.029) . There was no significant difference in clinical features, clinical variants and positive rate of anti-ganglioside antibodies
between patients with and without pain during acute phase (all P > 0.05) . Conclusions Except for the upper respiratory tract
infection, no significant difference is observed in clinical features and prognosis between GBS patients with and without pain during
acute phase. The types and classifications of GBS deserve further validation.

[ Key words ]  Guillain-Barré syndrome; Pain during acute phase; Clinical significance; Anti-ganglioside antibody
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IS it RIE (226 B1) ) o % (s gy | A2 P

iy 1 55 (43, 65) 49 (35, 67) 56 (45, 65) -1.249 0.212
B4, B 121/105 26/19 95/86 0.406 0.524
RTIK A 7 4 (%)

BRSNS 73 (32.3) 12 (26.7) 61 (33.7) 8.985 0.029

IR 32 (14.2) 11 (24.4) 21 (11.6)

HoA 6 (2.7) 3(6.7) 3(1.7)
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TR 5 117 (51.8) 27 (60) 90 (49.7) 1.524 0.217

AR A1 LR 95 115 (50.9) 23 (51.1) 92 (50.8) 0.001 0.973

R EZY R 41 (18.1) 6 (13.3) 35(19.3) 0.875 0.35

BR PRI 46 (20.4) 9 (20.0) 37 (20.4) 0.004 0.947

LRI 38 (17.3) 7 (15.6) 31 (17.7) 0.117 0.733
APBi: GBS-DS/ 4y 3(2, 4) 3(2,4) 3(2, 4) -0.016 0.987
R GBS-DS/ 4y 3(2, 4) 3(2,4) 3(2, 4) -0.272 0.785
K 17 GBS-DS/ 43 0(0, 1) 0(0, 1) 0(0, 1) -0.182 0.856
EGRIS/ 4% 25(1, 4) 2 (1.5, 3.5) 3(1, 4) -0.094 0.925
mEGOS/ 43 5(2, 8.5) 5(2, 9.5) 45(2, 8) -0.758 0.448
B WA A - 0o 145 (73.2) 27/40 (67.5) 118/158 (74.7) 0.84 0.359
(198 41) /4 (%)
Mk A A (198 fi]) 0.60 (0.42, 1.11) 0.50 (0.36, 1.07) 0.61(0.43, 1.12)  -1.113 0.266
(g/L)/M(st, P75)
HUBE < /1 (% ) 25 (11.1) 3(6.7) 22 (12.2) 0.616 0.433
Ji =2 S5 v 5 T 2k 190/224 (84.8) 38/45 (84.8) 152/179 (84.9) 0.006 0.937
(F224 %) /B (%)
R AR B (3L 183 9 ) /1] (% )

R 5 i 7 64 (35.0) 14/38 (36.8) 50/145 (34.5) 1.313 0.726

it 39 (21.0) 8/38 (21.1) 31/145 (21.4)

VN it 45 (24.6) 11/38 (28.9) 34/145 (23.4)

EH 35 (19.1) 5/38 (13.2) 30/145 (20.7)

TE: RLAE 2 BRSO 12 S B A B 1 SRR R IR L 1 B TR 1 A R IRAMIE AR

FETESENR, 11.9% (27/226) [R]0F 45 3 I3 j 5 F
VI . ANPEPEIRE A AT IR b I I T R Y e B
i, PR NEER # 1 FLAR I R ARRAE LA 25 5
GiitEE L (P4 >0.05),

Z. GBS s RH B 5 & mHX R

M4l 52 2L R, K 226 5] GBS 55 7
R A (Bl - ) (101 6, 44.7% ), 4z
B (89 ], 39.4% ). 4lijE&ue A (8 fl, 3.5% ).
K - B A IREEAE (MFS) (8 4], 3.5% ). 2tk
R AMIURRIE (8 5, 3.5% ). MU e £ b i ot o
& e 5w (541, 2.2% ). GBS/MFS # & (3 i,
1.3% ), 2MEFEWI S (341, 1.3% ). Bickerstaff
Wi TRl 2 (14, 0.4% ). ¥ 22 UL F 2L BRI
aliiz sh AU 3, 50 R 24% F 20%, 2

B2 ILgE AR L (1'=0.344, P =0.558),
WL 1o HAR g Bl R BPEU D R AT UL

Bickerstaff il T %
SRS

GBS/MFSH &

SR TR A o 2 o R B
SPEIR MU

[ RS
Ak

20 (18/39)
24 (24/101)

0 50 100 150
%

TE: PR R B A RER R/ S
B 1 AEIGKSE GBS BEXRBRERILER

=, MHEZTEERESEERXER
Xt 90.7% (205/226 ) B E MG AT T 9T
MR 1gG TR 2, 205 61 B & R I



180 HEE

2022 4E3 B 53 B8 3

KRN 18.5% (38/205). A T 25 1 B
IgG BHPE R 47% (96/205 ), H d 4 GM1 1gG FH
£ 65 . 4T GD1a IgG BH 4 26 4l . #T GD1b IgG
FH M 45 5], BT GQ1b IgG FHE: 32 il . $T GalNAc-
GD1a IgG BHME 17 6, $t GM1b 1gG BHYE 4 5] $t
GTla IgG B 5 6. ANRIZEAGTIARHME S E A
FFEIRIEOCILE 20 BIPTRIZ T RR 16 Brik
FRAME 5 B PR i R AR R R 22 e G20 o
X [15.6% (15/96 )vs. 21.1% ( 23/109 ), x* =1.014,
P=03141,

Wik 21 23/109)
FiGalNAc-GD1a IeG 35 6/17)
$iGQIb IeG 16 (5/32) .
HIGDIb IgG 16 (7/45) A
JIGDlaTeG 27 (7126)
FiGM1 IeG

19 (12/65)

80 100 120 140
%

T B EITREIEN % (A PRBIE B,
B2 AEmHETER IgG RSN GBS BEHER

T T T
0 20 40 60

MR ERILE
o

GBS J&—FlER YL J5 1) H B e epes™, —
HAME B, 68% MR A GBS B AR H
J T S, 65% H MFS S5 A7 | I 0 0 i e 12,
AR AL AT A5 o, T R M X 54%
GBS [ A ML A RNE S A AT IR ER YL ) H
CIESE, iR 5is s iR A GBS %
YA G 40 B s B YL AH G M GBS SR & # 2= 3
H P R iE B JERE RS . B A A A B R PR
PT GM2 FUARBHTE; R B R AR LA M GBS
RN s R PR T LR R, AN E A
X 20, DA IRBEAF RS AT 200 GBS
HH G 1) AT IR SR e % 1) 22 5% 7T BB 3K GBS A I
PRAFAF 52 B0 0 25 53 1) d i 2 S R, ARBEge
PSR E TR AT IR S (LR IRGE L ) Ty
WA 25, EFE T ER, GBS B HTE A MK
S A0 e A BBt 509%, 1 AE TR R R R
IR 72% L AREFFENA M EFERIHLIX GBS &
BV KRN 19.5% (44/226), — Ik H U1
KRRV BE BE (AT B /R GBS HE P (0 & A R
H 34.5% (87/252), AHIZMEFE 4N A )2 K W AT 2
JEP IR B ) (20 1)) 1B SEFINH, BRT
WAL Ty LR, AN [ [ 58 S i X 8] GBS #HG

O ER YL 3 114 22 57 P RE 2 3 i GBS [ & E
KA B EVEE R R,

S Yuki M TE 2 0] LUK TR O R B
GBS 78 5 B F IR Py R B0 T R S 25 e ik
VLT HE) [ B G MEBUR, SR S ik ) FE T
I, HETTE GBS B &8 7840 F 504 5
WRPEE BTS2 I8P, vt oM
IsG. $T GDla IgG 5 R A GBS Hl 2tz shfl R
RIM 2R 1 KR 2 UIA 2, ARG b oA B /R
5 7 R L IR PUAZ I ST, R Rk
B BTN . R I IRERIE (s ™
). AR RS LA K S T S R
PEER B AR 25, XA B2 GBS 1—2%
TREREAR . ABIFTE 0 25 S 5 — I 4o % 1 AT S 1 F
FELEE RN, ZHIT B AR 5 R GBS Ak
W FRPETEAT TCAR L, ARG A A R AN 5 1)
A, GBS WPl 2R3k . SR . WLIAR
PRI S, IR AT AR T 04 7 E R A T O
45 (1~10 43 ) W9, AW AXT GBS BE 1
PIFHEAT IR, 31X ol 1 it o 4 2 SR 1) Dt
. AR, BEBEH T GBS B PN H IR
FIK - S50 B R AR, IR 2R
B BT 95 2 B GBS HR R Y & A 5 M0 T A 1 vk
JE R IEAE, AT A BRSO AR
TR KR 22 5% 1 BUARHIF 5T 5 46 74 12 B i 52
45 022 5 1 ISR AT B 550 BB R Il A bR i R —
] K, Hik, KRS MEREAKERERM
T iE— 2 R A AT IR S

Zr LRk, AR R TR IR Y GBS B
H AT IR b R Y Y AR TSR
T, RN PE A A2 . AR H R
PETET GBS B PR B i TR DT, A
HEBR RHE 0 A 2 sl Rl S 5 2 v G
RRITTRE. Ak, ARBFITEA 0T GBS B FEPK
L R AE I A R LA BOR TR 26 L R[] 4 G
YIRS G IR FFAE R FUS B2 . 5Tk, A s
Mk — 25 T JE A B M F 9 07 1k 5 A0 & AR R L
W PE BRI R PR IE A [F) 28 B/ 43 G0 5 e A
GBS HBFH LR . i AR K U i 78 3

2 % X M

[1] Leonhard S E, Mandarakas M R, Gondim F A A, et al.

Diagnosis and management of Guillain-Barré syndrome in ten



2022 4E3 45 53 %5 3 8

B

181

(2]

(3]

[5]

(6]

(8]

steps. Nat Rev Neurol, 2019, 15 (11 ) : 671-683.

Malek E, Salameh J. Guillain-Barré syndrome. Semin Neurol,
2019, 39 (5): 589-595.

Ruts L, Drenthen J, Jongen J L, et al. Pain in Guillain-Barré
syndrome: a long-term follow-up study. Neurology, 2010, 75
(16): 1439-1447.

Doets A'Y, Verboon C, van den Berg B, et al. Regional variation
of Guillain-Barré syndrome. Brain, 2018, 141 (10): 2866-
28717.

Jacobs B C, van den Berg B, Verboon C, et al. International
Guillain-Barré syndrome outcome study: protocol of a prospective
observational cohort study on clinical and biological predictors
of disease course and outcome in Guillain-Barré syndrome. J
Peripher Nerv Syst, 2017, 22 (2): 68-76.

Asbury A K, Cornblath D R. Assessment of current diagnostic
criteria for Guillain-Barré syndrome. Ann Neurol, 1990, 27
Suppl: S21-524.

Wakerley B R, Uncini A, Yuki N. Guillain-Barré and Miller
Fisher syndromes--new diagnostic classification. Nat Rev Neurol,
2014, 10 (9): 537-544.

Tefif, Ak, MY, . EGRIS Rl mEGOS TRAR v E &
2% - EVER SRR S AR UG RS 2 U A FTAN R
Hh e 2 G S R 2 2 TR, 2021, 28 (2) ¢ 103-
109.

Hadden R D, Cornblath D R, Hughes R A, et al.

[12]

Electrophysiological classification of Guillain-Barré syndrome:
clinical associations and outcome. Plasma Exchange/
Sandoglobulin Guillain-Barre Syndrome Trial Group. Ann
Neurol, 1998, 44 (5): 780-788.

Fokke C, van den Berg B, Drenthen J, et al. Diagnosis of
Guillain-Barré syndrome and validation of Brighton criteria.
Brain, 2014, 137 (Pt1): 33-43.

Hao Y, Wang W, Jacobs B C, et al. Antecedent infections in
Guillain-Barré syndrome: a single-center, prospective study.
Ann Clin Transl Neurol, 2019, 6 (12): 2510-2517.

Matsui N, Nodera H, Kuzume D, et al. Guillain-Barré syndrome
in a local area in Japan, 2006-2015 : an epidemiological and
clinical study of 108 patients. Eur J Neurol, 2018, 25 (5):
718-724.

Yao S, Chen H, Zhang Q, et al. Pain during the acute phase of
Guillain-Barré syndrome. Medicine ( Baltimore ), 2018,97( 34 ):
el1595.

Yuki N, Chan A C, Wong A H Y, et al. Acute painful
autoimmune neuropathy: a variant of Guillain-Barré syndrome.
Muscle Nerve, 2018, 57 (2): 320-324.

IR, DRERAY, MiERE, 5. AIDP R A AR S im
IRABLAN A E——F 36 Bl . BrEE=:, 2017, 48 (11):
790-795.

(e H . 2021-08-21)
(ARG PEHR)



