W63 % s W & K % 2% (B % M) 2025 4F 5 H

Vol.63 No.5 JOURNAL OF SHANDONG UNIVERSITY (HEALTH SCIENCES) May 2025

XERS :1671-7554(2025) 05-0095-06 DOI:10.6040/j.issn.1671-7554.0.2024.1426

Bl RAZE=4RIPT Homer3 K HH<B &
FEMENEFFRIE 1 Gl HFXEHE S

RSO R, R T
(AR KFFEEBEMZNEL, ILAR P 250012)

TE. a6 @3 iRGE R sRR e 5 Xk I3 42 & I Rt Homer3 #}L'ﬁ‘ﬂ‘ﬂf: EE SR TN B ST R
45—+ I A ( cerebellar-type multiple system atrophy, MSA-C) #9554 &1R, ¢ & H,%,61 ¥ RmAEZ2F
MBATHRImE | £ B0EREIA K F EFLPARMGTHF, k:;,ﬁr}%&ﬂﬁi%i&%"ﬁ“ iE 92 31 Homer3 34k IgG Fal
B ZHIREETRARRETERERIFARE, 4% BHEELRERBIRERARTEM, LRERE LS
B 4% A2 A 4 Homer3 4tk AB K B F S sk M s I 6 KA A2 I R A IL LT 55 MSA-C &/ ARMk, %k MM'
RS H MSA-C 31 % A @S A § b ki kRS Tiekm, MATRBRIE 27 2% 084 Lk
MR FR AR B EIR TR RGEFTEST 'T%Eﬁ-aiﬂkfié,&Hﬂ‘i{iﬁfﬁi/g‘bﬁﬁfié%%i‘ﬁfé‘éﬁﬁ%lla/ﬁ%>LO
KGR DT RO B S IR S AR KA D

HE5 %S :R742 S‘Cfﬁkﬁ?m\ﬁi&:A

A case report and literature review of anti-Homer3 antibody-associated
autoimmune cerebellar ataxia mimicking multiple system atrophy

WEI Xupeng, CHANG Cheng, ZHAO Xiuhe
( Department of Neurology, Qilu Hospital of Shandong University, Jinan 250012, Shandong, China)

Abstract: Objective To enhance clinical awareness of differential diagnosis between anti-Homer3 antibody-associated
autoimmune cerebellar ataxia and cerebellar-type multiple system atrophy (MSA-C) through reporting a special case and
literature review. Methods A 61-year-old female patient presented with progressive worsening over two years, mani-
festing as dizziness, ataxia, and dysarthria. Serum and cerebrospinal fluid analyses confirmed positive anti-Homer3 IgG
antibodies, with significant symptom improvement following intravenous methylprednisolone therapy. Results Post-im-
munotherapy cerebellar symptom remission was observed, and the disease progression pattern combined with treatment
response characteristics demonstrated that anti-Homer3 antibody-associated autoimmune cerebellar ataxia could closely
mimic MSA-C in clinical presentation. Conclusion This case highlights the necessity of comprehensive exclusion of
treatable disorders like autoimmune cerebellar ataxia before diagnosing MSA-C. The significant prognostic differences be-
tween these conditions emphasize that timely and accurate diagnosis hold crucial clinical significance, as some autoimmune
cerebellar ataxia patients may achieve symptomatic improvement through adequate corticosteroid therapy.
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Figure 1 MRI of the brain reveals a slightly prolonged T2 sig-
nal in the pontine region, forming a “cross-like”
shape (indicated by the arrow ). Notable widening
of the sulci is observed in both cerebellar hemi-
spheres
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Table 1 Clinical characteristics of anti-Homer3 antibody-associated autoimmune cerebellar ataxia
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