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	Dr. S. Perwez Hussain presented research on Inflammation, p53 and cancer using integrative biology, translation research strategy.  Inflammation-induced nitric oxide (NO) can both activate p53 stress-response pathway as well as induce p53 oncogenic mutation in cancer-prone chronic inflammatory diseases. Chronic inflammation can trigger the Wnt/(-catenin pathway to increase NOS2 expression and increased NO production. 

p53-/-NOS2-/- mice developed lymphomas rapidly than do p53-/-NOS2+/+ mice indicating an anti-tumorigenic role of the basal level of nitric oxide.  The p53-/-NOS2+/+ mice have higher apoptotic index, TRAIL, FAS-L and p21 relative to p53-/-NOS2-/- mice. p53-/-NOS2-/- mice also showed an increased production of IL-10. 

C. parvum-induced inflammation resulted in accelerated tumor development in p53-/-NOS2+/+ mice as compared with the control p53-/-NOS2+/+ mice. C. parvum-treatment decreased apoptosis, Fas-L and increased pAkt-Ser 473 and CD4+CD25+ T-regulatory cells in p53-/-NOS2+/+ mice. 



	


