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Abstract To analysize the relationship of the cerebral infarction in tvpe 2 diabetes mellitus and dysli pidemia
and hypertension, 100 tvpe 2 diabetes mellitus patients were divided into two groups. 60 patients with cerebral
infarction in type 2 diabetes mellitus (group A ). 40 patiem s without cerebral infarction (group B ), 40 healthy
individuals served as control (group C), Concention of serum total cholesterol (TC 3, triglveeride ( TG 3, high
densit v lipoprotein (HDL Y apolipoprotein A and BlapoA . B)  blood glucose were testeds the blood pressure! SBP.
DEPY was mesured at the same time, Group A showed the higher levels of serum TG  apoP and lower levels of

serum HDL.apoA than those two groups-so as the systolic blood pressure (SBPY (P =C0 01 ), The higher TG .SBP

and lower HDL are the most important risk factors of cerebral infarction in diabetes,
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