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Abstract: Diabetes mellitus is one of the common pathogenic factors for cerebral infarction,and the degree of cerebral
ischemia damage with diabetes mellitus is more serious and the prognosis is worse. However, the specific mechanism of
diabetes mellitus exacerbating cerebral ischemia remains unclear. Peroxisome proliferators-activated receptors ( PPARs) are
activated by their ligands and then can combine with specific DNA-reactive elements, regulate gene transcription and expre-
ssion , playing a wide range of biological functions and a certain protective role in ischemic brain injury. But diabetes mellitus
can impair the function of PPARs. In recent years, PPARs have become a hot research point of ischemic brain injury,and it
is necessary to further explore the protective effect and mechanisms of PPARs on diabetes mellitus aggravating cerebral
ischemic injury in the future.
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