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[ Abstract] Autoimmune cerebellar ataxia (ACA) includes paraneoplastic cerebellar ataxia,
anti-glutamic acid decarboxylase antibody-related cerebellar ataxia and primary autoimmune
cerebellar ataxia, etc, and is an important and potentially treatable cause of sporadic cerebellar
ataxia. Identification of anti-cerebellar antibodies is of great significance for ACA diagnosis. The
diagnosis of ACA requires comprehensive consideration of clinical manifestations, results of
cerebrospinal fluids and anti-neuronal antibody examinations, neuroimaging, and related
comorbidities. In order to standardize the diagnosis of ACA, the expert panel developed and
recommended the consensus on the ACA diagnosis criteria based on the comprehensive review of
literatures and expert opinions.
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Figure 1 Indirect immunofluorescence testing for anti-cerebellar
antibodies using tissue based assay (TBA) and cell based assay
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Figure 2  Brain magnetic resonance imaging of autoimmune

cerebellar ataxia patients
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Table 1 Examination and evaluation for autoimmune
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Table 2 Diagnostic criteria of paraneoplastic cerebellar

cerebellar ataxia degeneration
g S FEANE B PR AREIE TR iR WiH 553 (43)
W1 ot WS 82 8 R 8 L B S e P T
GBI ekl S ok s e Bl 5 Bl
e LV IRl 1 B S e W“:fﬁ&“ P ’
S8 AL AR 2 TR 5 2 IR
AR P2 R GAMER JiEE G KBS (>70% ) L Yo/ Ti/Hu/CV2/SOX1/PCA/ 3
PRiE B2 RS < 75 R IR N B KR BT amphiphysin/RI/KLHL 11k
S FR 0 R b 2232 A SR KL R AR JifrEg e RUBS: (309~ i P/Q VGCCHiR 2
—REVBHMAE : F PR R, FCR AR Ik L 2 70%)
I RIS : SARA,ICARS, 24 R Rankin it 23743 JIp IR KBS (<30% ) HT mGuR1ICASPRGAD HifA 0

TR A ILH R A AL LA TR R B AR D e P H
NSz = B NN i LR TN S AR A /I NN
ANA 3% (747 SSA 470 SSB) i 2 I B (A i ks (e
TERE) bk L 200 T

XL 5P MR CT S & A AN (k) 7 45

MR i MRICEAH 5 158)

PET-CT DERAT K 545 PET-CT, JT T &l M /s i 2 9%

SR B8 W ek HE R
WiE WA R RS s e TR, A
B S ARG

PO ZBUA AEBURE S L3 [ A

1 SARA L I JH S YPFAN B 32 s TCARS : [ bR A VRS54
R ANAPURZPUIAR ; CT: LIS AL 2 5945 s MR : i  % 52
% PET-CT: 1F ML F & ST A MR 2 3

PCD FH ST A A g G035 - 5T Y o LA/ ZL AR
i ok BB L P T BURE B A M B Bt
KLHL11 B4/ i 240 fe g Sl i Jd 257 A 5 240 i Jieb
Je BT SOXT PUAA//IN 4t e fifi 6 T PCA2 oA/ Jiti i
o 7L R PL Ri B/ 2L SO 5 . X g
i KBS PR (45 I b He1911>70% ) BEAE G 8, 27
WIVERIZ i) g i At B, BEIS h AT Ak 2 e A1 7
I i A

YT 2021 4F PNSIZ bR E 1 “ B 205 fE” 1 L
JEEE A4 T 2004 4F PNS 12 Wi bR eIk =, i HL 7R
Al RERYIZ W bR Ul (BF 43 6~7 43 ) 1 LAk 5] 2004 4F
PNS (Ef2FRUE , RIUL , FE I R TAE A5 Bk 2
G R T RERY PCD” A, FE AR ZE B 2 A Ae: )
A B R S BRI LT .

(Z)¥T GAD /NI 2 I (112 Wb

L RN S Graus LT P GAD LA &
P2 G 2 B L, 3T T 4T GAD /Nl At 5
PRANSWbRIE, T LIHERE (R 3) .

(=)PACA Ry WiknifE

HR A I H [ PACA BAFIAIFGE4R HI ) PACA 12
WWE A w2 £ 52 41 X 2020 4 [ bR T4 4

3. R
T I IR, L B2 R 5 1 R I S o ph 247t 4
AR
IR R I T (S igg 2 I PRI sk 240 1
TRA—30) , (1Bl <2 4F

R I HBE =2 4F 0
4.2 DI 335
2 PCD >8
TR HEM) PCD 6~7
A HERY PCD 4~5

T B SOXT Fi ik 540 VGCC HLK 4T Hu Hip 44 [7] 15 H 91 5
SOX1:Y 4 o (AP i g aes X AH 56 R 1B RS R G/ -1, PCA2: T 5
WP 20 B0 450 4 2 3 s KLHL 11 : Kelch FEZE 4 115 VGCC : H s 4545 5
T s mGluR 1 AR ZR2 32 1K 15 CASPR2 : 42 fil 25 (1 M G 2K 11 25
GAD : 2353 FR IR FR 16 s PCD « Bl e 1k /N 725 e

R3 PIAERRBREE(CAD) /N I T2 Wiks
Table 3 Diagnostic criteria of anti-glutamate
decarboxylase (GAD)-related cerebellar ataxia
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Table 4 Diagnostic criteria of primary autoimmune

cerebellar ataxia
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Table 5 Autoantibodies associated with primary

autoimmune cerebellar ataxia
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