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Figure S5

Supplementary information, Figure S5 Regulation of winner and loser status by oncogenic

KrasV12, active Racl and ROCKI/II. Related to Figure 5, 6.

(A) Expression of Kras\V12 downregulated pMLC2 expression as detected by western blotting.

(B) Expression of active Racl downregulated pMLC2 expression as detected by western blotting.




(C) Two individual siRNA duplexes (sil and si2) for ROCKI and Il were used for

siRNA-mediated knockdowns. Western shows ROCKI/Il and Racl knockdowns.

(D) Relative winner or loser status of Racl-knockdown and ROCKI/II co-depleted cells as in

Figure 6C. Data are meanzsd of three experiments, n=62-118 entotic structures.

(E) siRNA sequences used to knockdown ROCKI/II.



