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[ Abstract)

the main reason for the loss of quality of life and the shortening of life expectancy in diabetic patients. Pat-

Diabetic vascular complications are the main chronic complications of diabetes, which is

tern recognition receptors (PRRs) can sense stimulation to form inflammasomes, which activates the pyrop-
tosis pathway, aggravates the metabolic disorder of diabetic patients, and promotes the occurrence and devel-
opment of diabetic vascular complications. This article systematically reviews the promoting effect of pyropto-

sis on the vascular complications of diabetes, and inhibiting the pyroptosis pathway may provide new ideas

for the early diagnosis and treatment of diabetic vascular complications.
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