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Recently, reprogramming cellular identity is receiving increased attention
in cardiovascular regenerative medicine. However, the reprogramming efficiency from non-cardiac
cells to cardiac cells is not sufficiently high. In this study, I identified actin-related protein 5

(Arp5) as an inhibitory factor for cardiac differentiation. The expression level of Arp5 is
significantly low in the heart tissue. Arp5 interacted with cardiovascular transcription factors
myocardin and MEF2C, and it inhibited their functions. Importantly, Arp5 knockdown increased the
differentiation efficiency of mouse embryonic carcinoma P19CL6 cells to cardiac cells. Thus,
suppression of Arp5 expression level is probably effective measure for improvement of the cardiac

reprogramming efficiency.
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