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[ Abstract] Alzheimer’s disease (AD) and Parkinson’s disease (PD) are the most common neurodegenerative diseases, and both of
them and sarcopenia are senile disease. Existing studies show that PD, AD, and sarcopenia are closely related. Sarcopenia has a high
prevalence in AD and PD patients, but the mechanism of the occurrence of sarcopenia in these patients has not been clarified. In this

paper, we comprehensively reviewed the epidemiological characteristics, pathogenesis, and prevention measures of these two diseases with

comorbid sarcopenia in order to improve the understanding of their comorbidity in the clinical professionals.
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