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functioning myocardial cells. In murine acute MI
models, delivery of viral vectors at the injury site at the
time of Ml has shown improved cardiac function. It is

Fig2. Efficacy of reprogramming in rat chronic Ml model

(A) Schematic diagram of rat chronic M| efficacy study. Dose:

of interest to determine whether the reprogramming 5x10" vector genome (vg)/rat. (B-C) TNO0-001 improves
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Conclusions
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