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[HE] B AEBUREFIINEMAZMBIRELE -2(COX-2)FIATMBAZMAE - M/ REBEY(MPA)KE, Rt
COX-2 5 MPA E BRI E R, Hik NE 66 fIEHREZMN 0 FIBRREAREINEASMMETE. BBCREEA
(hs—CRP). M7 #ZMAELED —1(MCP-1)F MPA FEAKTE, R A B ERE B ESD B IMNE M1 8 12 4000, Western blot %46
4R COX-2 FKIAKE, 534 COX-2 FRiL 5 MPA 9B, 3R A logistic I35 4 COX-2 5E@UNRNEXR. &R wlvw4d
hs—-CRP.MCP-1.WBC fls M A8 - HEMAELLE(NLR)KEHNS FHRA (Y P<0.01); FREEOZLFEA hs-CRP.
MCP-1.WBC #1 NLR K [ & MPA 1 COX-2 iz ta FREIOALEA(Y P<0.01), COX-2 RIXKFEES MPA.MCP-1.NLR
#1 hs—CRP ¥ £ 1IE#85(r=0.703.0.631.0.603.0.532,1 P<0.01), COX-2 KEHABZHELREEZ MPA 5F COX-2 KEIEER,
MPA KEFE % COX-2 RIAKEST MPA KEIEE £E(P<0.01), ZERZEEMITDIHTER,COX-2 F MPA AR ORI &
Be I E(OR=6.322.5.877,95%CI:4.544~8.978.4.122~7.991, ¥ P<0.01), %it BUIHREEINEMEBZAIE COX-2 KEESE
MPA FERLH 5=, COX-2 T[{E AR HI KBS FE 4R
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Association of monocytes COX-2 expression with monocyte—platelet aggregates formation and coronary heart disease HUANG
Qinghua, WO Mingyi, CHEN Mingiang, et al. Department_of Endocrinology, Zhejiang Provincial People’s Hospital and People’s Hospital of
Hangzhou Medical College, Hangzhou 310014, China

[ Abstract ] Objective To investigate ‘the. association of COX-2 expression in monocytes with monocyte—platelet
aggregates (MPA) and coronary heart diseasé (CHD).” Methods The while blood cell count (WBC), neutrophil-lymphocyte ratio
(NLR), high-sensitive C reactive protein (hs—CRP), serum monocyte chemoattractant protein (MCP-1) and MPA levels were
measured in 66 patients with coronary heart disease (CHD) and 30 healthy controls. The expression of COX-2 in peripheral blood
monocytes was detected by Western ' blot, and the correlation between COX-2 expression and MPA was analyzed. The
relationship between COX~2 and coronary heart disease risk was analyzed by logistic regression analysis. Results hs-CRP,
MCP-1, WBC and NLR levels ini.CHD group were higher than those in control group (P<0.01); and hs—-CRP, MCP-1, WBC and
NLR, MPA and COX=2'expression levels in unstable angina (UA) patients were higher than that in stable angina (SA) patients (P<
0.001). The expression of COX-2 was positively correlated with the formation rate of MPA, MCP-1, NLR and hs-CRP (r=0.703,
0.631,0.603 and 0.532; respectively, all P<0.01). The MPA formation in CHD patients with elevated COX-2 expression was higher
than that.in patients.with normal COX-2 expression, and the expression of COX-2 in patients with elevated MPA was higher than
that in patients with'normal MPA (P<0.01). Multivariate regression analysis showed that both COX-2 and MPA were independent
risk-factors for CHD (OR=6.322, 95%CI: 4.544~8.978; OR=5.87, 95%CI: 4.122~7.99, P<<0.01). Conclusion The increased ex—
pression of‘monocytes COX-2 is associated with the formation of MPA in patients with CHD, indicating that COX-2 may be used
as a-predicting factor for CHD risk.
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