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Case reports

Spinocerebellar ataxia type 2 with prominent manifestation of dystonia: one case report

ZHAO Ya-nan, LI Meng, FANG Yan-bo, DENG Wen-jing

Department of Neurological Intensive Care Unit, The First Affiliated Hospital of Zhengzhou University, Zhengzhou 450046,

He'nan, China

Corresponding author: DENG Wen-jing (Email: 13676965683@126.com)

Conflicts of interest: none declared

JEH (IV3) Lok, 35 % R E AR F Sk
B3 74 mE A BARE B 1082 K, T 20224E2
16 H ABt. Sl 74E0T (201545 7)) Jo B 17
AT E R, P IS TE A A R AR O % B
g QU 7 NS B SE ) IR 7 I S N RS PP S
# MRIK 2 s /DI 246, 48 T 4 T A i y7 (B
WA K 7 ARTE) e R T Bk . 2 4R AT
(2020 4F 2 H )47 3E AN Fan & , 75 22 5 Bh 2% % ol 17
ARG [ B AT 2 YO R Y W2 TR YT
I RCEL AR, R R PH ORI SRR PY PR 2 D 2 A
(BMFEATE)  HRCR ARG KRR . 1042 KT
(20224 1 J1 30 H ) K &£l , I & 90 09 R B
ERF L AMAE EME, R E#EE ATEAR
e, FERE AR 3 2 KoK %, HRI2IE B 2 R BEEE
12, 112 DL WLk 0 B i " A BE o SBIEE B & LA
e, PR VE R RS PR 25 A R AR S, RNV
AW R E T . BEAE TR B AN,
Wy e 25 ) ok Bl T AR g M e s 5 T AR o
U, HACCM3) K (IV2) BT 3) Afifk(M2,
M10) FKK(V) FAA (M) FACM12) 47
TEAT AT JBARR B s, FLA 38 % i , 45 % FE

doi: 10.3969/j.issn.1672-6731.2024.07.013
YE# AL 1450046 FBMN K25 57 — Bt A = e 4 0 0 W 470
A B SCH, Email: 13676965683@126.com

T R3S R, 6 5 FET s HHEE40 R 2 KR 46 %
BT KAk (M2)18 % A& ,30 4 FE T 5 U4k (11 10)
304 K, B 55 % BK s Rk 25 2 K, LA T 1
A H B B AL 40 B R 45 2 LT s RN A 4T
AEARTRER  (H A G SR TE s b 61 2 Ik 31 %,
$24% B E R (E ),

W 5HIT 4 KRR ERWAERGER A
OARTE R M B AT, S Sk T AR OE R BRG]
A, B AR PR HE S AR BRJE v, 45 ) BR Bl T 4, R L
1 AR 2l U L AF K SRR, EAR 20 3 mm, X
SFY RB, B AR S S R, S TR X R AR R
o Sk ERAS B RS, B A B, Bk RS
A FROME ;s DL T 4 9%, LSk I e DO B £i8
By, Mt B St s s, U S e R - TR MR R AR
e B PR A AGAE, SRR BAE BT G
IS AR BRI S G A A A 2 ) VR A
7 7% B 4.78 mmol/L (2.50 ~ 4.40 mmol/L.) , X 1t ¥
135 mmol/L( 120 ~ 130 mmol/L) , 4% fii B W % IfiL 5 =%
KA Bk LS5 o SRR A Sk MR ] Dl i 28
4, LLSUIN /I i 2 2K 25 (BT 2) o AR B8 i IR 3%
B R B AR SR A 1 B B /D 1
De R (SCA) o hy i — 2 IE 5E 6 R 12 W S HL 43 1,
5T 35 150 1% P4 A R /D i P S B 2 R PR ARG I A AE AR
JEE B L ROk ) K W) 2 G R R AR Tk
L2 3 ml, 28 4G 6 MR 27 56 — Bt s B2 o 3t 1% 5 7 il



. 580 - o AR M 2 5 A 2024 4F 7 H AR 24 3555 T )

Chin J Contemp Neurol Neurosurg, July 2024, Vol. 24, No. 7

A BVER A B, BT

E1 SCA2HIZKRAE
Figure 1 Pedigree of SCA2 family.
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Figure 2 Head MRI of the proband showed atrophy of cerebellar and brainstem, and mild atrophy of cerebral cortex (arrows
indicate). Axial T,WI of cerebellar level (Panel 2a). Axial T,WI of basal ganglia level (Panel 2b). Sagittal T,WI (Panel 2c).
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Figure 3 ATXN2 gene test findings The repeats of CAG in the abnormal allele in the ATXN2 gene of proband
were 42 (red arrow indicates) and the repeats of CAG in the normal allele were 18 (black arrow indicates), indicating
SCA2 (Panel 3a). The repeats of CAG in 2 alleles in the ATXN2 gene of proband’s sister were 18 (red arrow
indicates) and 14 (black arrow indicates), respectively (Panel 3b). The repeats of CAG in 2 alleles in the ATXN2
gene of proband’s brother were 18 (black arrow indicates, Panel 3c).
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