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[ ABSTRACT ] Aim To investigate the role of microRNA-29a (miR-29a) on apoptosis in rat cardiomyocytes.
Methods
fectamine RNAIMAX, and then real time RT-PCR was used to measure the level of miR-29a, flow cytometry (FCM) was

Cell Apoptosis; Caspase-3; Caspase-9

In our study, newborn rats cardiomyocytes was isolated, cells were transfected with miR-29a mimic by lipo-

used to detect the cells apoptosis, and western blot was used to detect the protein expressive level of Caspase-3 and

Caspase-9. Results MiR-29a mimics could upregulate the level of miR-29a in rat cardiomyocytes after 48h of trans-
fecting, accompanied with the increase of cells apoptosis rate, and descent of the protein level of caspase-3 and caspase-9
in cardiomyocytes when compared to the control group( P <0.05). Conclusion Our study demonstrated that the over-

expression of miR-29a may regulate cells apoptosis of rat cardiomyocytes, and the mechanisms among it may be concerned
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with Caspase-3 and Caspase-9 pathway.
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Table 1. MiR-29a mimic upregulated the level of miR-29a

in cardiomyocyte
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Figure 1. Overexpression of miR-29a promoted cells Apoptosis of cardiomyocyte
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Figure 2. Overexpression of miR-29a promoted the degra-

dation of Caspase-3 and Caspase-9
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Table 2. Overexpression of miR-29a promoted the degrada-

tion of Caspase-3 and Caspase-9
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