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Correlation analysis of blood flow velocity and blood cell parameters and blood vessel diameter in patients with
coronary slow flow phenomenon WANG Minwu,ZHU Yun.Department of General Practice, Xianju People's Hospital ,
Taizhou 317300, China.

[Abstract] Objective To explore the correlation between coronary artery velocity and blood cell parameters and blood
vessel diameter in patients with coronary slow flow phenomenon(CSFP). Methods Totally 102 patients underwent coro—
nary arteriography (CAG)were enrolled.According to the result of CAG, 43 patients with normal coronary artery and CSFP
were selected as the study group, and 59 patients with normal coronary perfusion and no stenosis were selected as the con—
trol group.The coronary artery velocity and blood cell parameters were compared between two groups. Results There was
no significant difference in the fasting plasma glucose (FPG), serum creatinine (Cr), blood urea nitrogen (BUN), red
blood cell (RBC), white blood cells (WBC), platelet (PLT), total triglyceride (TG), total cholesterol (TC), lipoprotein—
a (LPA), apolipoprotein B (APOB) and hemoglobin (HGB) between two groups(#=0.51,0.31,0.17,0.43,0.22, 0.27,0.35,
0.91,1.02,0.75, P>0.05).The high—sensitivity C-reactive protein (hs—CRP), low density lipoprotein cholesterol (LDL-
C) level in the study group were significantly higher than those in control group, the high density lipoprotein cholesterol
(HDL~C) and apolipoprotein A1 (APOA1) were significantly lower than those in control group, and CTFC indexes in—
cluding LAD,LCX,RCA and vessel diameterly were significantly higher than those in the control group (1=2.40,2.01,2.31,
2.12,3.72,7.57,5.01,5.12,8.11,5.73,3.99, P<<0.05) .Multiple regression analysis showed that hs—CRP, LDL-C, HDL-C,
APOA1 and vessel diameter are influencing factors of CSFP (OR=1.71,1.76,0.95,0.54,2.31,2.32,2.11,P<0.05). Concl-
usion The hs—-CRP, LDL-C, HDL-C and APOA1 and vessel diameter are the influencing factors of CSFP, and the ear—

ly change of vessel diameter may be has some value in predicting coronary slow blood flow.
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