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[ Abstract)

tury. At present, the number of diabetes patients in our country ranks first in the world. Diabetic microangi-

Diabetes mellitus is one of the most serious and critical health problems in the 21st cen-

opathy is one of the most common complications of diabetes mellitus, which affects people’s quality of life se-
riously. Necroptosis is a new found programmed cell death pathway, which is involved in inflammatory reac-
tion. Studies have shown that necroptosis is involved in the pathogenesis of diabetes mellitus, and inhibition

of necroptosis can reduce the occurrence of chronic microvascular complications of diabetes mellitus. This re-

view focuses on the role of necroptosis in diabetes and its microvascular complications.
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