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Abstract: Objective To explore the mechanism of long non coding RNA (Incrna) rpa3-asl on human car-
diomyocyte apoptosis. Methods Real-time quantitative polymerase chain reaction (qPCR) was used to detect
the expression of RPA3-AS1 in the whole blood samples of 43 patients with acute myocardial ischemia and 43
healthy individuals. The plasmid carrying the RPA3-AS1 sequence and the negative control plasmid were re-
spectively transfected into the human cardiomyocyte cell line AC16, named the experimental group and the
control group,and the transfection efficiency was determined by qPCR. Cell proliferation test (MTT method)
and flow cytometry were used to detect the viability and apoptosis of two groups of human cardiomyocytes.
Bioinformatics methods predict the mechanism of action of RPA3-AS1. QPCR and Western blot methods were
used to detect the expression of RPA3-AS] target genes. Results Compared with healthy people who under-
went physical examination,the expression of RPA3-AS1 in the whole blood of patients with acute myocardial
ischemia was significantly reduced,and the difference was statistically significant (P<C0, 01). Compared with
the control group,the expression of RPA3-AS]1 in the AC16 human cardiomyocyte cell line of the experimental

group was significantly increased,and the difference was statistically significant (P<Z0. 01),cell viability was
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significantly increased,and the difference was statistically significant (P <C0. 05),and the apoptosis rate was
significantly reduced,and the difference was statistically significant (P<C0. 05). The target of RPA3-AS] may
be miR-203a-3p,and the target gene of miR-203a-3p may be Bcl-2 associated athanogene 3 (BAG3). Compared
with the control group,the expression of miR-203a-3p in the AC16 human cardiomyocyte cell line of the ex-
perimental group was significantly reduced,and the difference was statistically significant (P<C0.01),and the

expression of BAG3 gene was significantly increased, and the difference was statistically significant (P <<

0.01). Conclusion

RPA3-AS1 may regulate the miR-203a-3p/BAG3 molecular axis to promote the viability

of human cardiomyocytes and inhibit their apoptosis, thereby protecting human cardiomyocytes.
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