Lactic acid bacteria ( LAB ) reduced cardiac dysfunction by decreasing apoptotic pathway
and enhancing survival pathway activities in diabetic rats
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Fig. 2 The protein expression levels of PI3K and Akt extracted from heart tissue were quantitated by Western blotting analysis. (A), (C) Total protein of
cell extracts was separated by 12% SDS-PAGE, and transferred to PVDF membranes. (B), (D) The results were analyzed by one way analysis of variance (ANOVA). *P <0.05, **P < 0.01,
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Values are means #+SD among Wistar rats (Control), streptozotocin-induced diabetic rats (DM) and diabetic rats with G263H (DM+G263H). Fig. 3 Hematoxylin-eosin staining Fig. 4 G263H had protective effects in diabetes- induced apoptosis. Y OptOSIS — CytO C
*P<0.05, ** P<0.01, ***P<0.001 significant differences between Control and DM or Control and DM+G263H group. Representatives of histopathological analysis in the sections of cardiac tissue stained with hematoxylin and eosin. Influence of G263H in diabetic rat induced cardiomyoblast apoptosis by DAPI (4, 6-diamidino-2-phenylindole ; 1 g/ml) A /
##P<0.05 significant differences between DM group and DM+G263H group. The images of myocardial architecture were magnified and x400. staining and TUNEL assay. L Caspase- 9




