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Abstract: Alzheimers disease ( AD) is a chronic neurodegenerative disease that occurs insidiously and progresses o-
ver time. Its main symptoms include memory and language impairments. The pathogenesis of AD remains unclear,and drug
treatment for AD is still unsatisfactory, pointing to the need for a new approach to treating this disease. Existing research has
shown that repetitive transcranial magnetic stimulation (¥TMS) can improve the cognitive and neuropsychiatric symptoms of
patients with AD,which provides a new idea for the treatment of AD. Exploring the mechanism of ¥YTMS improving the clini-

cal manifestations of patients with AD can promote our understand of the pathogenesis of AD. This article summarized the

pathological changes and clinical features of AD as well as research progress on rTMS in the treatment of AD,aiming to pro-

vide new ideas for studying the pathogenesis and treatment of AD.
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