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Abstract: Objective To explore the clinical characteristics of Kennedy disease (KD). Methods Three cases of KD in our hospital were collected, and the
clinical manifestations, genotype characteristics and electrophysiological examination of KD were analyzed and summarized. Results These three

KD patients were male and aged 30-53 years. They manifested with progressive proximal limb weakness, breast development, sexual dysfunction

and sensory disorder. Laboratory examination showed mild to moderate increase in myoenzyme and disorder of sex hormone. Electromyography

results showed extensive neurogenic damage. Genetic testing confirmed that the CAG repeats of AR gene in all three subjects were more than

40 times. Conclusion KD is a genetic disease concomitant with motor neuron nerve degeneration, breast development and sexual dysfunction. It

can be confirmed by genetic testing.
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