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Six Kinds of Autoantibodies in Children with Opsoclonus — myoclonus Syndrome and Neuroblastoma from Beijing Children’s Hospital.
Ding Xu, Han Wei, Yang Wei, et al. Beijing Pediatric Research Institute, Beijing Childreny Hospital, Capital Medical University, Beijing
100045, China

Abstract Objective To investigate the types and doses of autoantibodies in the serum of children with OMS and NB compared with
children with NB only, and detect the changes in autoantibodies in children with OMS and NB before and after operation treatment.
Methods This study included 6 children with NB aged 3 — 6 years old and 4 children with OMS and NB with similar age from Beijing
children’s hospital from Nov. 2015 to July 2016. Purkinje cell cytoplasmic autoantibody type 1 (PCA — 1), Purkinje cell cytoplasmic au-
toantibody type 2 (PCA —2), anti — collapsin response mediator protein 5 ( CRMP5) autoantibody, anti — neuronal nuclear antibodies
type 1 (ANNA - 1), anti — neuronal nuclear antibodies type 2 (ANNA —-2) , anti — neuronal nuclear antibodies type 3 (ANNA —3) were
detected using ELISA assay. Results Six kinds of autoantibodies were all found in serum in children with NB and in children with OMS
and NB. Compared to the children with NB, the level of PCA -1, PCA -2, anti —- CRMP5 autoantibody, ANNA -1 and ANNA -2 were
all obviously higher in children with OMS and NB. And the concentration of PCA -2, anti - CRMP5 autoantibody, ANNA -1, ANNA -
2 are correlated with the OMS symptom scores. In addition, the dose of five kinds of autoantibodies did not significantly change before and

after surgical resection of NB in the serum of OMS and NB children. Conclusion The higher level of autoantibodies may play an impor-

tant role in OMS.
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IR 3 A 9 b iC PR, 37°C % & 60min,
VERR 5 W, A S, i B YR 5, 15min DL
FH B BR AL 450nm 005 B (A) {8, 3530 H e {8 .

3. Gi it i R SPSS17.0 4i 3 #1401k 47
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B ARJE 7 KA e R B ¢ A5, A B Bk
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T B 40 R v A 22 5. OMS & Jf NB M L5 #aaf
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1  ANNA -2 ANNA -3 6 Fl' {f B Hi4k, ir A 284 NB
HBILJ OMS 43 NB L&+ 6 F B & HiikH
ik, OMS & Jf NB f LI ' ANNA -3 5 mpaf
NBREIJLWK, ZR LG it%#E X (P >0.05),{H
PCA -1 .PCA - 2 . Hi CRMP5 $i{& ,ANNA — 1 $i{k .
ANNA -2 ¥ 5 2 & T4l NB L (P <0.05,%
1), 4 ] OMS 4 Jf NB L7 NB ¥ Bk F AR fif OMS
KEAR VT 534 (E R 3.25 43, 4 BRI AR P22 LA
PEZE s RFR AR (£ 2) o OMS & Jf NB &L
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e 5 H OMS SEAR I/ R IEA X (P <0.05,% 3)

®1 OMSEHNBRILEBRANBRBIMEFEPOCHASHEER

A S Puih £k gl NB 8L OMS & Jf NB i JL t P
PCA -1 (pg/ml) 311.80 £36.31 672.90 £94.48 4.131 0.003
PCA -2 (nmol/ml) 32.71 £5.37 79.38 £14.49 3.515 0.008
#t CRMP5 $ii{& (ng/ml) 174.10 £21.31 428.70 +75.24 3.907 0.005
ANNA -1 (ng/ml) 164.00 = 15.81 374.40 +£78.92 3.214 0.012
ANNA -2 (pg/ml) 1006.00 +222.00 3104.00 +573.00 3.950 0.004
ANNA -3 (pg/ml) 672.40 £33.27 783.80 £49.95 1.943 0.643

&2 OMS &3 EILE OMS FERIF 5

OMS &3 NB & L% & R B 22 JULIA) B 2 TR CLA) BRI (L) AN JAES
BIL1 3 0 0 0 1 4
BIL2 0 0 2 1 0 3
BIL3 1 1 0 0 1 3
BIL4 3 1 0 0 0 4
e E 1.75 +1.50 0.50 +0.58 0.25 +1.00 0.25 +0.50 0.50 +0.58 3.50 +£0.58
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OMS £ NB LI ANNA -2 vk i 91 2 F I,
PCA -1 5 FRE M #a#, PCA -1 . PCA -2 T CRMP5
Pk ANNA -1 ANNA —2 ANNA -3 ¥k JiE £ 3T
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J& 7 KM H Y PCA -1 PCA -2 4 CRMPS #ifk
ANNA -1 ANNA -2 ANNA -3 & 554Kk 5 T pal
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%4 OMS &3t NB #UL NB YIBRFABFHEIL TS B SHKMHEL

r P
PCA -1 0.891 0.109
PCA -2 0.985 0.015
¥t CRMPS #i {4 0.969 0.031
ANNA -1 0.988 0.012
ANNA -2 0.952 0.048
ANNA -3 0.613 0.387
OMS 5 Jf NB L A Hi ARG 12 /Wi

PCA -1 (pg/ml)
PCA -2 (nmol/ml)
Bt CRMPS 54 (ng/ml)
ANNA -1 (ng/ml)
ANNA -2 (pg/ml)
ANNA -3 (pg/ml)

672.90 £94.48

79.38 £14.49
428.70 +75.24
374.40 £78.93
3104.00 +573.0
783.80 £49.95

613.90 £179.10
94.46 £33.50
438.30 +148.30
379.20 £155.50
3236.00 +1024.00
870.30 £51.88

ENCNIPS t P
590.20 =99.00 11.180 0.057
77.85 +12.91 0.397 0.718
417.20 7216 3.894 0.160
369.80 £93.50 0.038 0.971
2838.00 +508. 10 25.330 0.025
811.60 £32.12 0.374 0.772
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WhEAHE ML IR la b 2 iR EZMH A S
ok, T TR T NB IR RS W, 2 Fh PNS #5035 1l 3
THASVE T, HA Sk OMS K OMS &
I NB B HF B F BT8R . B T AN 10 4 18
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HAA SCHRAEARS T T 16 5] OMS 4 Jf NB & LI 5
WA LB E SR, Kk, OMS & 9f NB L
ML H A B HUAR ) Fh 28 vk R A FR it — 2B 05T
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TE L, HAR 5 PP AE N [A) Y Jogg S PNS A2 7E  HIR A
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5 55 /NI B U LR bR e /0N I S P AR G A TE T
GRS  FLARE T, 7E NB RE AN K ad PCA -1,
PCA -2 i MM & [ Bt Ew'™ . 5t
CRMP5 i {& 5 Jili 48 #H ¢, 5 9w 55 19 8% B A AH ¢
(69% ) , 2 JAE X FRPE SR S (31% ) {H 2 )5 3 A5
W AR R 2 R G AR (87.5% ) o 1 i FEAE WL
T3 B I T I G VE G 4, L3 Hh BT CRMPS 44K
Waifin, ANNA -1 ANNA -2 ANNA -3 ¥ 2 /N
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CRMP5 #i{& ANNA — 1 ANNA -3 ¥ %A &
A BB OMS & Jf NB B LR N B B bt ik R
BT NB T80, 2802l T OMS S5y, #2
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