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S-1: M-mode echocardiographic analyses:

L+AA+PPARa si

S-1A: Mean values of anterior (LvAWD) and posterior (LvPWD) wall thickness both in di-
astole(d) and systole(s), left ventricular internal diastolic diameter (LviDd), percentage of
fractional shortening (%FS), left ventricular volume in diastole and systole represented
by stroke volume (SV) as well as percentage of left ventricular ejection fraction (EF) from
all the in vivo experimental groups shown in table. Results were analyzed by one way
analysis of variance (ANOVA) followed by Tukey's post-hoc test and expressed as +S.E.
of three independent experiments. n=7 for each experimental group. *, p<0.05 with re-
spect to S; **, p<0.01 with respect to S; ***, p<0.001 with respect to S; #, p<0.05 with re-
spect to L; ## p<0.01 with respect to L; ###, p<0.001 with respect to L; T, p<0.05 with re-
spect to L+AA; tt, p<0.01 with respect to L+AA; Ttt, p<0.001 with respect to L+AA.

S-1B: Representative images of M-mode echocardiographic analyses from different in
vivo experimental groups.

S; Sham operated control group, L; Ligated rat group, L+AA; AA treated Ligated rat
group, L+AA+PPARa si; PPARa siRNA infused AA treated ligated rat group. S and L
groups were treated with equivalent amount of DMSO and NS siRNA. L+AA group ani-
mals were also treated with equivalent amount of NS siRNA.

Supplementary Figure S-1





