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Patient mutation directed shRNA screen uncovers novel bladder tumor growth suppressors
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Running Title: IQGAP1 negatively regulates human bladder tumor growth

Statement of implication: This study used gene mutation information from patient-derived bladder tumor samples to inform the development of a screen used to identify novel tumor growth suppressors. This included identification of the protein IQGAP1 as a potent bladder cancer growth suppressor.
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Supplemental Fig 1. Knockdown of IQGAP1 has no effect on ERK1/2 activity when cells were grown in monolayer culture. (A) T24 cells expressing IQGAP1 shRNA were analyzed by western blot for ERK1/2 activity using a phospho-specific antibody as well as an antibody that recognizes total ERK1/2 protein. The blots were also analyzed with α-actinin to confirm equal loading of samples.

Supplemental Fig 2. Knockdown of TGFBR2 reduces the anchorage independent growth induced by loss of IQGAP1. (A) Treatment of 253J cells with TGFBR2 siRNA results in a 80% decrease in TGFBR2 expression as assessed by qPCR. (B) Knockdown of TGFBR2 expression in T24 results in abrogation of the previously noted increase in soft agar colony formation that results from loss of IQGAP1. * p<0.05, ** p<0.01.
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