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Abstract: Objective To study the correlations among the lipoprotein associated phospholipase A2 (Lp-PLLA2) , hypersensitive
C-reactive protein(hs-CRP)and D-dimmer in patients with the coronary heart disease. Methods 260 cases of patients with coronary
heart disease(CHD) were enrolled in the study as observation group and 260 healthy people from the physical examinations were
recruited as control group. The concentrations of Lp-PLLA2,hs-CRP,D-dimer and other biochemical indicators in blood sera of the
two groups were detected, using the Spearman correlation analysis to test the relationship between those indicators. Results The
Lp-PLA2,hs-CRP,D-dimer levels of the observation group were obviously higher than those of control group. The Lp-PLA2 level
of the observation group was positively correlated with the cardiac function index(r=0. 873, P<C0. 05). hs-CRP was positively cor-

related with cardiac function index(r=0. 782, P<C0. 05). D-dimmer was positively correlated with the functional grades of heart(r=

0.674,P<0.05). Conclusion

Key words: coronary disease;

SEIR Bl ok O B T Ak O B S9E C LA 81 B 0 5 ) S I PR B
WO MR . HBFFT R 981 50 5 IR Bl bk off B i
LT L RBT . N5 B AH LB S W A2(Lp-PLA2)
i C R & A (hs-CRP) .D- B R 5 WL 58 1 2 o7 2 DI A %
SEFIWI LR TR MR N BB bR, W E PR B, Lp
PLA2 hs-CRP . D-Z 5 A A6 I X 5 .00 955 9 12 i LA + 7 %2
BRSO AR R T 0 R # L Lp-PLA2  hs-
CRP J D- - RAMAKT 4 H7 H 55 56800 99 2B 0 T R 1 A DG
& TE AR O 1012 W7 R TB R A 2%

1 #RE5FE

L1 %R 82013 48 1 A & 2015 4F 1 HARBRIGA M
260 191 768 0 5 S8 A b WL A, 1 395 ) 400 felt R A A & 260 31l 4
FRTREAL, WLECH B E P 5 144 {4, 4 116 ] 4F ¥ 32~ 78
AT H(62. 43510, 45) % 5.0 D)fig T 9 70 B, 11 96 90 fl. 11
2 80 1, V4 20 ], AdhsifE . (DR LA W& e E %
S0 LB S S E M CGE DRI W 518 YT 18R ) 5 (2 4R 18~
80 % 5 (3) H I AADEFT & o HEBR AR - (1O BB L 0
[ £ W B0 WU 5 (2O BT 2 i) SR A5 o 2 I PR s (3) ™
FINFE RN A, 2 B G e M PR bR L IR R G
FHBR e 2 i S i ol T I 8 90 78 3 5 (4D N BB G & o A M WL %%
o IR R R R R B 140 B, 4 120 fi; AR 31~ 76
%L 6112411, 23) % . BALTF 5T % G0 B AR IS 45 L 3R

PR T PR L EE R LI . EE NS e R MR .

1-alkyl-2-acetylglycerophosphocholine esterase;

Lp-PLA2,hs-CRP and D-dimer could be important indicators for the detection of coronary heart disease.

C-reactive protein; D-dimer
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