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Abstract: Objective To investigate the changes on miR-29b expression in myocardial ischemia/reperfusion injury and to discuss
whether there will be protective effects on myocardial tissue after up-regulating miR-29b expression, as well as to elucidate its pos-
sible mechanism. Methods By inducing H9C2 cardiomyocyte injury by 100 wmol/L. TBHP, the ischemia-reperfusion cell model
was established. Then the normal control group, TBHP-treated group, NC miRNA-treated group and miR-29b mimic-treated group
were established respectively.On the one hand, the expression of miR-29b in cardiomyocytes was detected by qPCR and the surviv-
al rate of cardiomyocytes in each group was measured by CCK-8.Besides, the changes of apoptotic proteins as well as the phosphor-
ylation of Akt protein in cardiomyocytes were detected by Western Blot.On the other hand, according to the method of random num-
ber table, 30 C57/B6 mice (6 to 7 weeks old) were randomly divided into three groups: an Ischemia/Reperfusion (I/R) group,a
NC miRNA-treated group and a miR-29b agomir-treated group,mice in which were pretreated with miR-29b agomir. After anesthe-
tizing the mice, the left anterior descending coronary artery was ligated for 30 minutes, and then reperfused for 4 hours to establish
an animal model of myocardial ischemia-reperfusion. The myocardial infarction size of the three groups was evaluated by TTC and
Evan’s blue staining. The expression of miR-29b in the myocardial tissue of each group was detected by qPCR.And the apoptosis
protein in myocardial tissue was measured by Western Blot.Results Cell level : Compare with the TBHP-treated group (65+3)%,
up-regulation of miR-29b expression could increase myocardial cell viability (85+3)% and down-regulate the expression cardio-
myocyte apoptosis protein (0.86 +0.07) . Further Western Blot results showed that compare with the TBHP-treated group (0.81 +
0.05) ,miR-29b can inhibit Akt protein phosphorylation (0.41+0.02) .Animal level : Compared with I/R group (62+2)%,the myo-
cardial infarction size of mice treated with miR-29b agomir (24 +3)% ,and the expression of myocardial apoptosis protein were sig-

nificantly decreased (0.32+0.04) .Conclusion Overexpression of miR-29b can reduce myocardial cell apoptosis induced by isch-
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emia-reperfusion injury.miR-29b may protect the heart by regulating the phosphorylation level of the target gene Akt and down-reg-

ulating the level of myocardial apoptosis.
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