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Research Progress on Regulating Mitochondrial Autophagy through Exercise to Improve
Depression

LIANG Jiaren
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Abstract: Mitochondrial autophagy is a key mechanism for selectively clearing damaged mitochondria, maintaining mitochondrial
function and cellular homeostasis, and plays an important role in central development, neural plasticity regulation, and oxidative stress
response. Depression, as a highly prevalent mental disorder, is closely related to its pathological process and abnormal mitochondrial
autophagy function. Exercise, as a safe, economical, and easily promotable non pharmacological intervention, can effectively improve
mitochondrial dysfunction related to depression. The full text systematically reviews the mechanism of mitochondrial autophagy in the
occurrence and development of depression, focusing on summarizing the regulatory pathways of different exercise modes on
mitochondrial autophagy, exploring the potential mechanism of lactate mediated exercise to improve mitochondrial autophagy, in order
to enrich the research perspective of the pathological mechanism of depression, and provide theoretical reference for optimizing
exercise intervention programs and developing antidepressant strategies targeting mitochondrial autophagy.
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