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Correlation Research on Levels of TM, ICAM-1, Lp-PLA2 and Different Syndrome Patterns In Pa-
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ABSTRACT Objective To provide an objective basis for syndrome differentiation of acute coro-
nary syndromes (ACS) ,and to analyze the differences in expression of different proteins in gi stagnation
induced blood stasis syndrome (QSBS) and qi deficiency induced blood stasis syndrome(QDBS). Methods
Totally 60 patients who were hospitalized in department of cardiology, Beijing Anzhen Hospital, Capital Med-
ical University from July 2015 to February 2016, were diagnosed as ACS and confirmed by percutaneous
coronary angiography as coronary artery coronary intervention. There were 29 cases with QSBS, and 31
cases with QDBS. The changes of serum high sensitive C reactive protein (hs-CRP), serum thrombomodu-
lin (TM), soluble intercellular adhesion molecule (ICAM-1) and lipoprotein related phospholipase A2 (Lp-
PLA2) were detected, and the score of blood stasis syndrome and the degree of coronary artery disease
(Gensini score) were recorded. Results Compared with the qi stagnation induced blood stasis syndrome
group, the levels of TM and ICAM-1 in the QDBS group increased (P =0.039, P =0. 026 ). There was no sig-
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nificant difference in the levels of hs-CRP, Lp-PLA2, Gensini score and blood stasis syndrome score (all
P >0.05). The levels of hs-CRP, TM, ICAM-1, Lp-PLA2 and the total score of blood stasis syndrome in pa-

tients with QSBS and QDBS were not correlated with the Gensini score. Conclusion
ICAM-1 could be the biomarkers of QSBS and QDBS.
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