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Analysis on correlation between lipoprotein associated phospholipase A2,
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Abstract: Objective  To investigate the levels of lipoprotein associated phospholipase A2 (Lp-PLLA2), D-dimer (D-D), an-
tithrombin [l (AT [lI) in acute cerebral infarction ( ACI )patients,and to analyzed their correlation with ACI. Methods Sixty-nine
patients with ACICACI group) and 40 individuals undergoing healthy physical examination(control group) were selected in this
study. The levels of Lp-PLA2,D-D and ATI] were compared between the two groups and their positive rates were statistically ana-
lyzed. Then the correlation between Lp-PLA2,D-D and ATl with ACI was analyzed. Results The levels of Lp-PLLA2 and D-D in
the ACI group were higher than those in the control group.while the ATl level was lower than that in the control group(P<C
0. 05). Their positive rates in the ACI group were higher than those in the control group (P<Z0. 05). Lp-PLA2,D-D and ATl were
correlated with ACI occurrence and had mutual correlation (all P<Z0. 05). Conclusion Lp-PLLA2.D-D and AT Il participate in the
occurrence process of ACI,and their detection can be applied to screen out ACI high-risk groups,and may guide early prevention
and early diagnosis of ACI.
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