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	Dr. Terry Moody presented research on S-NSAIDs and EGFR transactivation in lung cancer cells.  S-NSAIDs inhibit the growth of lung cancer cells in a cytostatic manner.  In vivo, S-valproate and S-diclofenac were more potent than S-sulindac at inhibiting lung cancer xenograft growth in nude mice.  There did not appear to be any drug toxicity.  S-NSAIDs increased expression of E-cadherin, altering the lung cancer cell phenotype expression from mesenchymal to epithelial.  Thus the S-NSAIDs potentiated the cytotoxic effect of gefitinib at inhibiting lung cancer growth.  Also, the neuromedin B receptor antagonist, PD168368 was synergistic with gefitinib at inhibiting lung cancer growth.   The increase in neuromedin B transactivation of the EGFR was reversed by addition of PD168368, N-acetyl cysteine and tiron.  N-acetylcysteine and tiron are free radical scavengers which inhibited the increase in reactive oxygen species in lung cancer cells after treatment with neuromedin B.


	


