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Protective Effects and Mechanisms of miR-19b on Oxidative Stress
Injury Induced by Hydrogen Peroxide in H9¢c2 Myocardial Cells
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[ Abstract] Objective To investigate whether microRNA-19b ( miR-19b) has a protective effect on H,0,-induced oxidative stress
injury in rat myocardial cells. Methods Rat H9¢2 myocardial cells were divided into 6 groups as follows : blank control(L1) ,H,0,(12) ,H,
0, +miR-19b mimic negative control(NC) (L3),H, 0, +miR-19b mimic (14) ,H, 0, +miR-19b inhibitor (L5 ) and H, O, +miR-19b inhibitor
NC(16) . Cells transfected with random miRNA fragments serve as NC. Cell activity and apoptosis were analyzed by CCK8 and flow
cytometry. The expression of miR-19b was detected by RT-PCR. Superoxide dismutase(SOD) ,lactic dehydrogenase( LDH) , malondialdehyde
(MDA) , glutathione ( GSH ) levels were tested by related kits and the expression of Nrf2 and HO-1 were decected by Western blot. Results
Compared with L1 group, the expression of miR-19b, cell viability, SOD and GSH levels were significantly decreased ( P<0.01) and cell
apoptotic rate, LDH and MDA levels,Nrf2 and HO-1 proteins increased( P<0.01) in 12 and 13 group. Compared with 12 and L3 group,the
expression of miR-19b, cell viability, SOD and GSH levels,Nrf2 and HO-1 proteins were markedly elevated ( P<0. 01 ) and cell apoptotic rate,
LDH and MDA levels dropped( P<0.01) in I4 group. Meanwhile, the expression of miR-19b, cell viability, SOD and GSH levels, Nrf2 and
HO-1 proteins were markedly declined ( P<0.01) and cell apoptotic rate, LDH and MDA levels elevated ( P<0.01) in L5 group, yet all of
which showed no significant differences in L6 group( P>0.05). Conclusion MiR-19b could inhibits oxidative stress damage in H9¢2 cells

and play a protective role on myocardial cells.
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