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Abstract: Objective To investigate the clinical significance of lipoprotein-associated phospholipase A2 (LP-PLLA2) measure-
The concentrations of LP-PLLA2, cho-
lesterol(CHO) , triglyceride (TG) ,low density lipoprotein(LLDL) , high density lipoprotein(HDL) were measured for 47 T2DM pa-

ment for type 2 diabetes mellitus(T2DM) patients combined with atherosclerosis. Methods

tients combined with atherosclerosis(patient group) and 94 healthy people who just underwent healthy examination and were proved
to be healthy(control group) ,meanwhile the age and gender information of those people were collected. Then the tests results were
compared between the two groups. Results There was no significant difference in age, gender, CHO, HDL, TG, LDL between the
two patient and control group(P>>0. 05) ; Plasma LP-PLLA2 level in patient group was higher than that in control group,and the

difference was statistically significant(P<C0. 05). Non-conditional Logistic regression analysis showed that the LP-PLLA2 level was

the risk factor with statistical significance( P<C0. 05). Conclusion

LP-PLAZ2 concentration is an independent risk factor for athero-

sclerosis in T2DM patients,and its measurement has certain value for the diagnosis of atherosclerosis in T2DM patients.
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