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Abstract Objective To investigate the effect and the mechanism of miR - 22 on cardiomyocytes damage induced by lipopolysac-
charide (LPS). Methods The damage model of cardiomyocytes was established by stimulating H9¢2 cells with LPS. Cardiac myocytes
were randomly divided into four groups: control group, LPS group, miR -22 + LPS group and miR — NC + LPS group. The expression of
miR —22 was detected by RT — PCR, cell viability and apoptosis were detected by MTT and TUNEL staining, HMGB1 and apoptosis — re-
lated protein (Bax, Bcl —2) were detected by Western blot. Target Scan prediction and dual luciferase reporter assay were performed to
confirm the interaction between miR —22 and HMGB1. Results The expression of miR — 22 was significantly decreased in LPS — induced
H9¢2 cells. Overexpression of miR — 22 can significantly promote cell viability and inhibit cell apoptosis. The expression of apoptosis — re-
lated proteins in the miR —22 + LPS group decreased significantly compared to LPS group. Dual luciferase reporter assay and western blot
experiment showed that HMGBI1 was a direct target of miR —22. Conclusion miR —22 may inhibit LPS - induced cardiomyocyte damage
through negatively regulating HMGB1 expression.
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