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ABSTRACT Objective: To investigate the correlation between microthrombus formation, fibrinogen, apolipoprotein ratio and no
reperfusion in acute myocardial ischemia reperfusion in rats. Methods: A total of 70 SD rats were selected to construct rat acute myocar-
dial ischemia reperfusion model. According to whether there was reperfusion after reperfusion, the rats were divided into two groups: no
reperfusion group (n=42) and with reperfusion group (n=28). Hemodynamics, microthrombi, fibrinogen, apolipoprotein ratio and serum
cytokine levels were analyzed in each group, and the correlation between microthrombi, fibrinogen, apolipoprotein ratio and no reperfu-
sion in acute myocardial ischemia and reperfusion in rats was analyzed. Results: HR and LVEDP values, fibrinogen level and VCAM-1
values were significantly higher in the group with reflow than in the group without reflow, while SBP, DBP and LVSP values, number of
microthrombi, ApoB and ApoB/ApoA1l values, P-selectin, ICAM-1, IL-6 and IL-10 values were significantly lower in the group without
reflow. The differences were statistically significant (£<0.05). There was a positive correlation between microthrombi (1=0.654, P=0.005)
and apolipoprotein ratio (r=0.582, P=0.004) and no reperfusion during acute myocardial ischemia reperfusion in rats. There was a negative
correlation between fibrinogen (1=-0.552, P=0.002) and no reperfusion during acute myocardial ischemia reperfusion in rats. Conclusion:
Microthrombi, fibrinogen and apolipoprotein ratio were correlated with the absence of acute myocardial ischemia reperfusion, and these
three factors could be used as predictors of absence of acute myocardial ischemia reperfusion.
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Table 1 Comparison of hemodynamic indexes in two groups

Groups HR( times/min ) SBP(mmHg) DBP(mmHg) LVSP(mmHg) LVEDP(mmHg)
No flow group(n=42) 398.23+ 31.43 153.69+ 21.04 143.22+ 9.01 147.68+ 10.24 17.89+ 3.12
Reflow group(n=28) 457.16% 41.02 141.65% 23.02 123.92+ 11.03 130.19+ 12.01 26.73+ 5.23
t 11.023 10.923 12.990 12.021 11.345
P 0.001 0.001 0.001 0.001 0.001
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Table 2 Comparison of apolipoprotein levels and ratios in the two rat groups

Groups ApoAl(g/L) ApoB(g/L) ApoB/ApoAl
No flow group(n=42) 1.24+ 0.17 1.13+ 0.34 0.87+ 0.13
Reflow group(n=28) 1.28+ 0.03 0.83+ 0.12 0.68+ 0.21
t 1.902 9.772 8.674
P 0.073 0.001 0.001
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Table 3 Comparison of serum cytokine levels in the two groups of rats

ICAM-1
(pg/L)

P-selectin

Groups (nel)

VCAM-1 1IL-6
(pg/l) (ng/L)

IL-10
(ng/L)

No flow group(n=42) 205.20 20.56 397.53+ 25.12

Reflow group(n=28) 156.02+ 11.34 318.02+ 30.95
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