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[WZE] B/ HEiEath LS (CB) H5ILER > - MERLAME (GBS) AR A5 5.
ik BT 50 61 GBS HULAYIG PR GORHRI 28 b A BEVORE, ARTE M2 s A BREE 40y 2 7. Ak Rt
R BEHEPE £ R AR 20955 (AIDP, n=29) FlZtkiash RN (AMAN, n=21) . WRIEH iz sh#
2 CB A MAEAIZ S Z CB 11 AMAN (n=10) . AEHIZSIMIZ CB 1) AMAN (n=11) | fEAZEIMHE CB 1Y
AIDP (n=19) FIAERIZEIMZE CB 11 AIDP (n=10) . WA AIEEILRRTR . M. Bom s iH T ag
DRI (HFGS) P4y, AWIHUS GRS 1 MG HFGS T4y ) o 455 AMAN , iZ3Hi4 CB ¥l s,
PEARIZZNMZE CB 1) AMAN (%5 | A J5 HEGS PP I TAMEA IZ 8ii 4 CB 1) AMAN (P<0.05) , A3
PRZE CB 19 AIDP [ 1 > H G HEGS PE4r = FAEAZ sh 4 CB 1Y AMAN (P<0.05) o 58 A nliivkis
L CB 1) AMAN SR PRELT AR B, I BUS B EAIZ 34 CB (1) AMAN FiT AIDP PRE I,
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Association of motor nerve conduction block with different subtypes of childhood
Guillain-Barré syndrome

SUN Rui-Di, JIANG Jun, LIU Zhi-Sheng. Department of Electrophysiology, Wuhan Children's Hospital, Tongji Medical
College, Huazhong University of Science & Technology, Wuhan 430016, China (Liu Z-S, Email: liuzsc@126.com)

Abstract: Objective To study the association of motor nerve conduction block (CB) with different subtypes of
childhood Guillain-Barré syndrome (GBS). Methods A retrospective analysis was performed on the clinical and nerve
electrophysiological data of 50 children with GBS. According to the results of nerve electrophysiology, the children
were divided into an acute inflammatory demyelinating polyneuropathy (AIDP) group with 29 children and an acute
motor axonal neuropathy (AMAN) group with 21 children. According to the presence or absence of motor nerve CB, the
children with AMAN or AIDP were further divided into subgroups: group AMAN with or without motor nerve CB (rn=10
and 11 respectively) and group AIDP with or without motor nerve CB group (n=19 and 10 respectively). The subgroups
were compared in terms of age of onset, sex, Hughes Functional Grading Scale (HFGS) at nadir for the most severe
involvement of motor function, and short-term prognosis based on HFGS score at 1 month after disease onset. Results
Motor nerve CB was reversible in children with AMAN. AMAN children with motor nerve CB had a significantly lower
HFGS score than those without motor nerve CB at 1 month after onset (P<0.05). AIDP children with motor nerve CB
had a significantly higher HFGS score than those with motor nerve CB at 1 month after onset (P<0.05). Conclusions
AMAN with reversible motor nerve CB suggests mild nerve fiber lesion and has better recovery than AMAN and AIDP
without motor nerve CB in short term. [Chin J Contemp Pediatr, 2020, 22(9): 970-974]
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BlE B TR W, 2 - MRS PR LEWAFER (Z=-1.367, P=0.172) . ¥E5l

it ( Guillain-Barré syndrome, GBS ) %~ JL % 2P
st % P RRIS (4 5 DR I 1Y, GBS 7R JLRHh
SR 355 2 P A RE M B A 1 22 R M AR ik 22
4 (acute inflammatory demyelinating polyneuropathy,
AIDP) | 2tk az 2 il &R B A 42 (acute motor
axonal neuropathy, AMAN ) . Miller-Fisher ZE&1E .
2R ME GBS FaiBai e 2 ke Rk =, g
JLEE GBS M5 R4, {HAEJLWKE H R FFL AR
FATA] A2 o A BEAT DL e GBS g $HL 4 B2
fiE, DAEMBFIEIA R GBS WA, Kk 2 2% A2 7
GBS WUR I 2, Tz gl 28 4% 5 1A SC A6 bn Al
GBS TilJ 1t & R FE L B 32 2y b & 4% 3 BHL
( conduction block, CB ) 4& GBS Hr & WL L HL A=
PURRIEZ —, HHIE B ML AEAS ] S22 58 42
A BBl CB e HEAE AIDP i, @R
JEL b 22 R R s, AR AT MRS B 2 CB AR
IBEFIZE CB HRHARZERS, 7T LIAFAE T AMAN i 1,
[ /0 SCHR FE BN GBS iz ghi#fi 4 CB 5 AN
P2 CB AR 12 3 D) e 32 SR AR
SO, A A AT IS B 4 CB 1) AMAN
Y& 7, #EJLEE GBS 1, BEIML CB Y
GBS AN [F) 7B [ 75 F1F 1) G 2R 1 TEAIF 5841l
B, AR EER s a4 CB 5L GBS
AR AV IR TR 0GR
1 RREHE
1.1 HRXK
[l JB5L P 43 A F B 2012 4F 3 H % 2019 43 A
IR Y GBS LAY G R AR 28 A BB, AAA
PR (1) 4R 3~16 /5 (2) DUEMAIC T N &
() GBS™s (3) JHEPAT 2 W i AL FRAG Ay
55 1 UONRR T 1~2 HEAT, O 2 WONERIE S 4~
6 JEITET 1S BE VTR AT ™1, S 28 v A BG4
78N ATDP o AMAN 2o HEBRAR#E: HEFR L A 2
ABESMLAY GBS, GBS &% . Miller-Fisher ZEE L
SRR 2 R R | 18 T R T 2
Mg . 25 Erh S EOE REROR B UL U
HAb A 2k s i 8L A8 50 4 GBS FEL,
Herp 5 310, 2194, PR 8.7 (5.4,
10.4) %, Hoh29 {425 AIDP, 21 4] AMAN,

(’=0.000, P=0.991) . ¥k sl AT o RE 34t
i ¢ ( Hughes Functional Grading Scale, HFGS ) 7
4y (Z=-0.196, P=0.845) . &HJ5 1 4~ H HFGS
W (Z=-0.234, P=0.815) 2R G458 X,

A5 AR A PR A [ B = 2 e B i
JLEE PR AZEWFTEAE B 51 2 4itiE (2019010) o
B BETEN G e P NS E s R 2.

1.2 IRARFRIE

FEWUEBILAER AR . PRl Mg
oA g e R (R 4 NIz 3D REZ 2
IE Y] ) HFGS 143, JRAR b2 75 S B Pk |
B 1A B HEGS P
1.3 fERERENAE

W FF}4Z Dantec 2 ] Keypoint 4 38 AJLHL E{Y,
1P AR DR BR AL DT AR E S . BT
RM T2 BRI, R IR 31°C LA
b, Ml R R M R, SR A R

(TEATREAPULRELT ) o I 8JLETT |
G SIS 24 S E , AR IR TP
R FIIE s 22 1)1z B 246 3% (motor nerve
conduction velocity, MCV ) | 18 %t 12 Bl A% T AR 3

('distal motor latency, DML ) N2 A WLA sh A B A

(compound muscle action potential, CMAP ), IEHh
P o RO 28 R0 i o 28 1) SR o 28 4% S R
Pl o TSR R R | Rl ¥R, IE
H bl 285 B P2 A e R A T L RS, g
SRR R, RO 2203 2l il 28 4% 3o R
(A8t 7 N D O R S £ 1Y D N | R
P 2238 Bl 2 A% 35 N GER A6r  BRAR . MR B, il
S AR AL, AR A [N LB P 205 S 1Y IE R
EE ", G ABEHRAMNIEY S%EH, EF
{EAKFE (lower limit of normal, LLN ) & X A35% -2
£ A5 1 22, 1E & {H & BR Cupper limit of normal,
ULN ) 7 SCHSAH +2 A FRiEZE

GBS HIAFEAMHIbRIE: AIDP 4§ 2 KP4 A
PREERIGELR 2 & M UL Fis gl B4 R A A
Z—M. (1) MCV<90% LLN; (2) DML>110%
ULN; (3) BB BHG (4) F R >120%
ULN. AMAN WA BB 2870 2 Z% i 28 vt g
ZENWRA S VEHRAL (distal compound muscle action
potential, ACMAP ) <80% LLN, JC i % %4 UE 95 .
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AMAN 2 WibpfE e 55 2 Yop 2 e A B ZE SRR
Z/b 2 2R ACMAP<80% LLN, JC i 6 5 3iF
Y. 123l 4 CB LTS 15 ] fE 42 gl b 48
CB", & ERBEh 2 CB E X NI /ACMAP %
R AR >50% (112 #2805 W B AIK > 60% ), % TE
BHE <30%, dCMAP = 1 mV™™, W] g %15 3l
25 CB 5E U U MR AR 409%~49% (112 4 25 )% 1
1% 509%~59% ), T BB < 30% , ACMAP = 1 mV'"",
A EPEIZ Bl 2 CB A BEARHE sh i 4 CB (UL
F AMAN w7 AL PEZ Sz CB a2 LRz s
2 CBIRHIKE (2~4 8 ) , BeAT KNI B
ol HA BB RRAE P KR UZ sl 4 CB #8128
FHHZS CB T 2 & N dCMAP g F Ak S 2 7,
AR A B S L4 CB Y AMAN & A i
A AMANP, ARG R TR AR B A o, AR
HE R B A BERLIE B2 CB ARiER Y & SO
IBEIZE CB AR, & 2 A I A v, i3
Ze CB N, HIAH B shias ke il Y i ik
HABEREFE AL (1 7 SR AT iMEE Bz CBY,
1.4 HFGS iE4y

A LR EIIR ] Hughes FrifEx) L 15
eI ()32 S S RS CEINIG RAILIC 1 e M it )
EIRE 1A H BRI TPE5  0 4y, {dE
14y, SRR, FRAZERE; 2 4, SRSz,
BATE >S5 m, HATFERHD; 34, 17E >5m,
AFFZHR; 49, MAER Laldek; 55, %
I 64y, BT,
1.5 J&JT
FF AL T kO S Rk A

(intravenous immunoglobulin, IVIG ) J& J7, H

400 mg/kg, HELEEF 5 A, W HEIL IVIG IGIT IR
PR AN, Al 45T K S e ol A T4 2 %8 1IVIG
BT WA BIL, 3 65 2L B % (1) AMAN
T B, 5 6] AMAN $E£755 2 % IVIG 1477 .
]I PGE S . RO, AT SR ROHE IR Y,
WP SERE . PUBRGSIBYTAE
1.6 SZit=EHHh

K SPSS 13.0 AT AL . FF G IEDS
A B HEOR IR + BRiEZE (Rxs) FR,

WIZHIA] O BR FHPAREAS ¢ K56 . IR 2S00 A 1 3
BHAH ST BORN DY S S BB R [M(Pys, Pos) 130K,
8] 8 LA Mann-Whitney U #5565, THEC7ORELL ]
B (%) Fon, A SR Fisher #i1]
BERIE . P<0.05S NESRA G4,
2 #R
2.1 {#FIEZhHEZ CB B AMAN 5 R{EFIE
42 CB 19 AMAN 5K ERIEL 8

21 fi] AMAN L, 10 ] (48% ) F¢44 7]
WitEiZ e 4 CB, JoK EEREE shpi 2 CB, fF
HizshtiZ: CB ) AMAN RIS EA B EIHZE CB 1Y
AMAN HBULBEFGER . PER . Bk mgl HRGS
W ER G FE L (P>0.05) . fEABEIMma
CB ) AMAN &% 1 1~ H 5 HFGS P EFAMEA
ZEMZ CB 1Y AMAN (P<0.05) . W 1,
22 FHEZEHWEZ CBH ADP 5REHEIEHH
%2 CB 1Y AIDP IR E £ 38

29 {5 AIDP LR, 19 4 (66% ) £:4 35 3
M2 CB, TEAIBEIMZ CB 1Y AIDP FIAFER iz
2 CB (1) AIDP BILIEFAER . PER . R
1 MH G HFGS WAk 22 7 G it2# 2 L (P>0.05)
P IZ B2 CB 1Y AIDP 45355 & s 15 HFGS
Iy T AR B 3 #l 2 CB i AIDP ( P<0.05)
L3k 2,
2.3 HHIEFHE CBH AIDP 5B IEZHE
CB HJ AMAN IR & £ 8

PEA 3z B Rl 2 CB 1Y AIDP Fl kA iz 3 i 2
CB ) AMAN SEJLRRSRGAEIE . PEGI . Bs m 0a
HFGS PWor 22 R LGt # L (P>0.05) . fFAiz
2 CB 1Y AIDP &% 1 4~ A J§ HFGS W43 T
PEAIBEIRIZ CB 19 AMAN ( P<0.05) . W3 3,
24 ARHEHIEZh#EZ CB I AIDP SREEIED
42 CB 19 AMAN IR ERIHL B

ANPEF 32 3 # 28 CB ) ATDP FIUR 14T 32 3
PIIZE CB ) AMAN [RE AR . M. B & g
WIFERS 1A 5 HFGS 3743 2% R 4 it & X

(P>0.05) . W% 4,
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*1 HFEIEIHE CB W AMAN FIREHHIZZ#E CB ) AMAN IR ZE R b
EHIZIMZ CB R AMEABEIRE CB 1
H AMAN (n=10) AMAN (n=11) iz {H Pl
HRGEERE [M(P,s, Pss), % ] 8.7(6.0, 9.6) 10.7(3.5, 11.4) -1.058 0.290
PRI (5 /2, ) 6/4 714 - 0.867
PR R HEGS PF4 [M(Pys, Pys), 53 2.50(2.00, 4.00) 3.00(2.75, 5.00) -1.537 0.124
H2IR 1A~ H 5 HFGS P43 (x £ 5, 43 ) 1.0+0.9 2.6+09 -3.770 0.001
TE: [CB]f&BHHT; [AMAN] 2MESZ RTINS ; [HFGS] Mg s it &
* 2 HHIEZH#HE CB 1 AIDP FIRHHIZ#E CB Y AIDP IiE R EF L&
EAZIME CB Y AEAZIME CB Y
A AIDP (n=19) AIDP (n=10) iz {f P
ERAEMS (x5, %) 8.6+32 63+14 2.015 0.054
Pl (5 L, B 12/7 6/4 - 0.870
PR B HEGS TE4Y [M(Pas, Pss), 53 | 43, 4) 3(2,3) —2.371 0.0018
G 14 H 5 HFGS ¥E43 [M(Pys, Pos), 43 | 2.0(1.0, 3.0) 2.0(0.5, 3.0) 0.000 1.000
T: [CBIAGSBHHE; [AIDP] 2 SRE PE I BER ME 2 R MR M0 [HFGS] BT fig it 3% .
* 3 HAIEHHE CB I AIDP FEHIZzh#4 CB B AMAN IGRZE B b5
fEHIESMZ CB 1Y) fEEZEZ CB 11
A AIDP (n=19) AMAN (n=10) ac Pl
RGN [M(P,s, Pss), % ] 9.5(5.6, 10.4) 8.7(6.0, 9.6) -0.161 0.872
PES (55 1 L, ) 12/7 6/4 = 0.870
PIRT VI HEGS P74 [M(Pys, Pys), 53 ] 4.0(3.0, 4.0) 2.5(2.0,4.0) -1.761 0.078
FE 1D HJE HEGS W53 [M(Pss, Pis), 53 | 2(1, 3) 1(0, 1) -2.069 0.039

i

[CB] {2 :fHHl 5 [AIDP] 2k RAETEEAE 2 R VR AR 200 [AMAN] 2EIZ SR B2 [HFGS] R DhRE gttt .

*F4 TNHFIEIFIWHE CB R AIDP IR HEFIEEN#HEZ CB B9 AMAN IR E# b5

AEfEShE CB Y AMEAZshL CB 1

RH AIDP (n=10) AMAN (n=11) ZiH P
EIFAEWS [M(Pys, Prs), % ] 5.54.8,7.5) 10.7(3.5, 11.4) -1.762 0.078
PRI (5 /1 2, ) 6/4 714 - 0.867
PR HEGS PES) [M(Pss, Pss), 43 ] 3.00(2.00, 3.00) 3.00(2.75, 5.00) -1.843 0.065
IR 1 HJE HEGS W53 [M(Pss, Pis), 43 | 2.0(0.5, 3.0) 2.02.0, 3.0) -1.338 0.181

TE: [CBIfL-2BHHE; [AIDP] 2V SCAE T BE R 2 R PEPR AR 2200 s [AMAN] 2 MBS S s R 280 s [HFGS] IR IRe /Tt 4.

3 g

AIDP F1 AMAN /& GBS 2 Fl A [6] {4 3. 1, 7F
AIDP 1, mah & s 52 SR AR A LIRS
P A% Sl B DRAS AN / BB B2 CB kAR, 123
P22 CB $& 755 15 B Pk o i 4 A 28 o 3l AS e A 2k
feik, BRI, WAt CB
(%) AIDP f8 Ly i Ve )™ B R T AN A is 3
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e CB B AIDP L. 2448R, iZghif4 CB vl LA
FEAET AR . 2 NS BREESA, ASTR)H A7 Y
AL CB SR IER AR, i FIEIrA
LB Sh 4 CB ARBEINFE ATDP B AR . 7F
AMAN 1, 1oG $ii4K 5 Ranvier 77 15, 12 sh £F 4k 4
B I GMI1 8% GD1a &5 4, JEALEE#MA, SECT
SR TR I 4 A A2 100 0 O T e 8 — g 4
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H224 59 W
2020 4F-9 H

b E %A ILA R E

Chin J Contemp Pediatr

Vol.22 No.9
Sep. 2020

T CMAP FRAIG, X208 AMAN 9 & el f2 P,
AIDP Fl AMAN #1258 B A= BRI [] (5 o5 mT DAAE A )
Wi GBS V76 1) T L B AG A

REFERZHEEOT, B34 CB AT
Ponig shif 2 B E s, (AR dEE s 4 CB 1k
H— PRI B sl 28 CB, SHR A %
F. RTawithsshiiz CB ir=d4 A 2 Ml
— & AMAN iz 3 21 4k i) Ranvier 17 55 2K, 5
S AR AR 2 1) ST i cBMY,
A WA AMAN BB LR NPT GM1 3 GD1 #fi 2
T H BEPUARTE Ranvier 198U, X E SWIE
B, SR R ) AN T AT O RN 2 R B G 2R
RIS, 3X 2 Rl A Al iz sl 28 CB TR X
JER PP XA R TR E s M4 CB 1) AMAN
AR A IZ BN 4E CB 1 AIDP I PRI & B - 7, &
PRI Ay 2 3 S O S A S O A
Al 332 S 2 CB B/ 19 8. 19 [B) 5 ol 3
RiG, MAEH RS Z R RAE, fEdkfT
IVIG it97 ), KA R4t

i 2 A K s T A O A ik A e e U,
(BRG] 30 PR IE B 28 CB 1Y AMAN i 28 2T 4
AR R A BT, WA, TS G kTR
W, TR EE sh g CB MfETE, R
Oy RARUEXS 73 V2SI s R A, A WFIT R S B
FL A= BRAG 2 W FH R R Uncini's 38 Rajabally's 432845
WE, SEHLEINERG 'Y, BARARINT GBS IR YT R
ANK, RN B g R AR BN S SR AR BB

i LAk, A nibEE shiZs CB 1Y AMAN
PRI AL e AR R, TS BAEA 12 8
FiZE CB #) AMAN F1 AIDP K& R,

(& % x #k]
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