XS Bl B A

2024 4F 4 H A1 54 W)

X E S :1003-2754(2024)04-0365-04

doi:10. 19845/j. enki. zfysjjbzz. 2024. 0071

%ﬁé&&&&&s&&&&&ﬁ

Camsimma 1 JCHI 3 B REHE A4 Sk =)

iﬁ\%%%%%%%%%%%@

BER, RAEM, RRE, A

W OE: BH SWHEH e (KD) RS S . Ak RN R a5 — M8 B Bt 2 ARG A
B 3 19128 FE PRSI B34 KD SR 1R PR B AHS K645 LA T il DI AG A 45 ), 45 B AR SOk el R4S AR MEAT U9 494
ek, R O3PIREYA B, KR 43~46 %, LT IBEAT S PR TE S G NEEGE A B IR R B N
FENG PRI, SL50 % KA s UL K 18 5, M KO St . LR R R T V2 1 2R IR PR 6L 58 G2 8l R it i 28
Y152 B MR Z AR AR) FERAGN CAC B E WE>40, 4518 KD JE—FR LM AL s & oosis , ] 2
RZ 250, G RFEMEHRE, T 3L AT .

KB HRMR; BREERENZEARE

FE S ES:R746 XEkFRIRED : A

i PRAAE

Clinical characteristics of Kennedy's disease: a report of three cases and literature review BAI Yazhen, ZHANG
Dengke , DU Gangin, et al. (The First Affiliated Hospital, College of Clinical Medicine, Henan University of Science and
Technology, Luoyang 471003, China)

Abstract: Objective
three cases of KD confirmed by genetic testing admitted to the Department of Neurology of The First Affiliated Hospital of

To explore the clinical characteristics of Kennedy's disease (KD ). Methods ~We reported
Henan University of Science and Technology. Based on their clinical manifestations, physical examination results, and
auxiliary examination data as well as previous literature, we analyzed and summarized the clinical features of KD.
Results
limb weakness, tongue muscle atrophy with tremor, and breast development. Creatine kinase levels were increased and

The three male KD patients were aged 43-46 years. They mainly manifested with progressive slurred speech,

sex hormone levels were abnormal in all the patients. Electromyography showed extensive neurogenic damage with involve-
ment of both motor and sensory nerves. Genetic testing detected over 40 CAG repeats in the androgen receptor gene in all
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the cases. Conclusion

KD is a late-onset inherited motor neuron disease, which can involve multiple systems to cause

various clinical manifestations. Genetic testing is needed for a definite diagnosis.
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