














MiRNA and cardiomyocyte proliferation
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Supplementary Figure 8. siRNA mediated knockdown of NDUFA10 results in decrease in other mitochondrial genes.
Efficiency of siNDUFA10 was measured at protein (A) and RNA (B) level, along with other mitochondrial gene COX1.
Fold change calculated after normalizing with B-actin control. N = 3, *P<0.05.

Supplementary Figure 9. miR-1825 causes reduction in COX-1V expression. COX-IV protein levels were used a mark-
er for mitochondrial mass. Bar graph represents quantification of western blot images. Fold change calculated after
normalizing with B-actin control. N = 3, *P<0.05.
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Supplementary Figure 10. miR-1825 works partly through miR-199a. EdU* cardiomyocytes were measured follow-
ing transfection with Control miR-cel67, miR-1825, miR-199a, and miR-1825 together with inhibitor for miR-199a
(A199) to determine relative contribution of each miRNA. N>3; *P<0.05 (compared to control), #P<0.05 (compared

to miR-1825).
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Supplementary Figure 11. miR-1825 has no effect on lung and liver cell proliferation. Proliferation measured in liver
and lung tissue in neonatal (P1) rats transduced with miR-1825, intraperitoneally. EDU (green; DNA synthesis), DAPI
(blue; nucleus). N = 3; NS = Not significant. Scale bar = 1 mm.
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Supplementary Figure 12. Direct Injection of AAV-miR1825 does not show long-term effects. Schematic of ex-
periment performed. Percent fractional shortening (%FS), percent ejection fraction (%EF), Cardiac Output (CO), and
Diastole Volume as measured through echocardiography. Representative image for Infarction size and bar graph
showing quantification of the data. N = 9 (control); N = 10 (miR-1825).
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Supplementary Figure 13. miR-1825 also induces proliferation of adult cardiomyocytes from older rat heart. Adult
cardiomyocytes from 17-month old rat were transfected with either control or miR-1825. EdU was used to measure
DNA synthesis. *P<0.05; Tnl (green) cardiac marker; DAPI (blue) for nucleus. Scale bar = 100 uym.
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Supplementary Figure 14. Cardiomyocytes positive for EdU show reduced levels of VDAC compared to EdU negative
cardiomyocytes. Adult Cardiomyocytes stained for VDAC (mitochondria), EdU, Troponin-T (TnT, cardiac marker), DAPI
(nucleus). Scale bar = 50 um.
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