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Fujisawa, Y. Kato, K., and Giulivi, C. Nitration of Tyrosine 368 and 345 in f -subunit
elicits FoF1ATPase activity loss. (Biochemical J. in revision status)
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The Ah receptor (AHR) Acts as a Pro-survival factor, in the Estrogen Receptor-
negative, MCF10AT1 Breast Cancer Cell Line, of which function is activated by ETK
(Bmx) tyrosine kinase in a ligand-independent manner, particularly under the stressful
environment
Fujisawa Y Li W., Wong P., Vogel C, Matsumura F. in manuscript preparation.
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