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Protective effect of ultrasound targeted microbubbles destruction combined with EPO
on rat myocardium after acute myocardial infarction
GUO Qing,REN Hao

(Depatment of Geriatric, Ninth People’s Hospital of Chongging City»Chongging 400700, China)
Abstract: Objective To investigate the protective effects of ultrasound targeted microbubbles destruction(UTMD) combined
erythropoietin (EPO) on rat myocardium after acute myocardial infarction (AMI). Methods Rat model of AM1 were built by liga-
ting the left anterior descending coronary artery. 40 rats were randomly divided into four groups: UTMD-+ EPO treatment group
(A) ,UTMD only treatment group(B) , EPO only treatment group (C) and surgery only group(D). On 7 d,serum TNF-a and IL.-6
were detected by ELISA. On 28 d,microvessel density (MVD) was counted in high-power field(HPF)under microscope, Bcl-2, Bax
were stained by immunohistochemistry. The VEGFexpression in myocardium was detected by ELISA. Results As compared with
control group,the levels of TNF-a,Il.-6 in treatment group were obviously decreased( P<0. 05), the expression of Bcl-2 was in-
creased . while Bax was decreased( P<Z0. 05). The capillary density in the peripheral zone of myocardial infarction was obviously in-
creased (4344, 7/hp) (P<C0.05). The content of VEGF in myocardium was (6. 3442, 14)ng/g( P<<0. 05). Conclusion UTMD
+EPO can improve the cardiac function after AMI in rats through the pro-angiogenic,anti-inflammatory,and anti-apoptotic effects.
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