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Research advances in MEF2D in neurological disorders JIAO Tengfei, RENA Abudusalamu, HAN Dengfeng.
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Abstract: Neurological disorders are an important cause of global human disease burden, but the mechanisms of the
development and progression of neurological disorders remain unclear, and most studies have shown that they are
associated with the expression of mutations in human genes. MEF2D, as an important transcription factor in the MEF2

family, plays an important role in both physiological and pathological processes. Related studies have found that MEF2D

can be involved in neuronal survival, regulate neuronal responses to stimuli, and participate in the pathogenic process of
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neurological disorders. This article reviews the research advances in MEF2D in common neurological disorders.
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