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Fig.1. Effects of HDL on palmatic acid-induced H9C2 cells death. (A)H9C2 active-Cas.3 [ coxIV [[—- B o and J-aggregate (red) JC-1 fluorescence. Fluorescence images
cells were incubated with PA at different concentrations as indicated for 24 or e, ¥ S ——_ 48 i - showed the activated JC-1 level in H9C2 cells pretreated with Our findings that HDL inhibits the Palmatic acid-
48 hrs.(B)PA treated H9C2 cells were incubated with HDL at different B-actin [[_'- D — -] HDL (100 pg/ml) for 2 hours followed by 0.5 mM palmatic Induced oxidative damage and apoptosis in H9C2
concentrations as Indicated,viability was determined via MTT assay. The Figure.4. Palmatic acid-induced protein expression. (A) H9c2 cells were treated with acid for 24 hours. cells , suggest that HDL may have clinical
values represent meanstSEM from three separate experiments. #P< 0.01 vs. palmatic acid ( 0.5 mM ), and harvested at different time periods as indicated SOD1,SOD2,p- implications in the prevention of PA-induced
control; *P<0.05 vs. palmatic acid alone treatment. (C) photomicrographs INK,p-1KK,p-AKT,BCL,,Caspase3,.(B)NFkB,IxB , and (C) cytrochrom C, proteins levels cardiac injury.
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