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The relationship between Schwann cell apoptosis and

diabetic peripheral neuropathy

CHEN Yanxu', HE Liu’>, SONG Xiaobiao', XU Yuchengl, WANG Chunyuan',
YUAN Fengying', JIN Zhisheng'*

(lDepartment of Traditional Chinese Medicine, Gansu University of Traditional Chinese Medicine, Lanzhou 730000,
China; *The Second Affiliated Hospital of Guizhou University of Traditional Chinese Medicine, Guiyang 550000, China)

Abstract: Diabetic peripheral neuropathy is one of the common chronic microvascular complications of type
2 diabetes mellitus, and its pathogenesis is complex and unclear. Schwann cell apoptosis is considered to be
one of the important mechanisms of the disease. Although some progress has been made in the prevention and
treatment of diabetic peripheral neuropathy based on this mechanism, it is still in the research and exploration.
This review introduces the role of Schwann cell apoptosis in the pathogenesis of diabetic peripheral neuropathy
and the progress of prevention and treatment based on this mechanism. It is proposed that inhibiting the
expression of apoptosis related factors in Schwann cells, reversing apoptosis reaction, and then improving the
treatment of diabetic peripheral neuropathy, in order to further enrich the scientific connotation of
pathogenesis, prevention and treatment of diabetic peripheral neuropathy.

Key Words: Schwann cells; diabetic peripheral neuropathy; apoptotic response; signal path; pathogenesis
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