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(-)-Epigalocathine-3-gallate attenuates
oxidative stress in H9¢2 cardiac

myoblasts by modulation of B-catenin and

connexin 43 activation.
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[B]— - Cardioprotection of green tea polyphenols involves autophagy induction in

the hearts of rats associated with myocardial ischemia reperfusion.
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—_ ~ EGCg increased cell viability in IR simulated H9¢c2 cells.
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&= - Effects of H202 and EGCg on cell viability of H9¢c2 cells.
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B - Effects of EGCg and H202  on Beclin 1 expression in H9¢2 cardiac cells.
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[BlF - EGCg reduces ROS levels generated by H202 in H9¢2 cells.
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&7~ ~ EGCg prevents cytosolic Ca®" overload in H,0,-treated H9¢2 cells
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B+ - Effects of H,O, and Triton X-100 on EGCg-induced fluorescence changes in
EGFP-expressed H9c2 cardiac cells.
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& /\ - Effects of EGCg and H,O, on protein levels of b-catenin, N-Cadherin, Cx 43, pCx43,

and nCx43 in H9¢2 cardiac cells.
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EEER : Bi phy al and biochemical techniques for studying translational
physiology of heart dise
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