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My research interests include 1) mechanisms involved
in SepSIS induced myocardial inflammation and dysfunction, 2) intracellular signaling pathway(s)
leads to conversion of the cardiac myocytes to a proinflammatory phenotype when the myocytes
conditioned with an anoxia/reoxygenation (A/R, in vivo counter part to ischemia/reperfusion) and try
to understand mechanisms(s) involved in ischemia/reperfusion induced myocardial dysfunction, and
3) explore the role(s) of high-mobility group box-1 protein (HMGBL1) in cardiovascular pathology.
Both in vitro and in vivo approaches are employed in my laboratory.
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