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[ABSTRACT] Aim To mvestigate the association beween plasna lysophosphatidic (LPA) and coronary stenosis

w ith coronary heart disease (CHD) as well as the roles of LPA i mflanm ation and lip idperox dation M ethods

E ighty-five patients were diagnosed as CHD according to the resulis of coronary angiography and ACC/AHA diagnostic cri
teria The patients were divided mto 3 groups acute myocardial mfarction (AM I) group (n= 31), unstable angna
(UA) group (n= 30), stable angina (SA) group (n= 24).

control

Another 20 patients w ith nom al coronary artery served as
A 1l patients undem ent coronary angiography and the results were further evaluated by Jenk ins score  The levels
of plasma LPA and semum high sensitivity C-reactive protein ( hs-CRP) and low density lipoprotein cholesterol ( LDLC)

Results The levels of LPA in AM1 UA and SA (4 85 £Q 36 Pmol/I, 3 67 £Q 84 Bmol/L and
3 11 %0 76 Bmol/L) were significantly higher than that in the control group (2 15 £Q 57 Bmol/L), the levels of LPA in
AM I group were significantly higher than that n UA and SA, the levels of LPA in UA were significantly higher than that in
the SA group (P< Q 01). The levels of plasna LPA were positively correlated w ith Jenk s score (r= Q 90L P <

Q 01), hsCRP (r=0Q 755 P< 0 01) and LDLC (r=Q 549 P< Q 0I). Conclusion The levels of plasna LPA

increased significantly in CHD patients and was positively related w ith coronary stenosis and serum hs-CRP and LDLC

w ere m easured
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