PRKAR1A deficiency impedes hypertrophy and reduces heart size
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Supplemental Materials include 1 Supplemental Figure with legend.
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Supplemental Figure S1. Left ventricle mass and cardiac function were comparable
between PRKAR1AF°¥* and Mic2v-Cre*- mice. (A) Left ventricular (LV) mass, and (B)
LV ejection fraction (EF) was assessed using echocardiography. PRKAR1AFo/* n=8;

Mic2v-Cre*-, n=6.



