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Supplementary information, Figure S5. PKCg inhibitor blocks glutaminase activity in
different types of cancer cells. (A-F) Lung cancer cells (A549), breast cancer cells (MDA-
MB-231, MCF-7), cervical cancer cells (Hela) and hepatocarcinoma cells (HepG2, HCC-LM3)
were treated with PKCe inhibitor (Staurosporine, 50nM) for 24 hours. Then, mitochondria were
isolated and glutaminase activity was examined. Data represent the average of three

* Kk x

independent experiments (mean3SD). P<0.001. The expression of indicated proteins was

examined by western blotting.



