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Supplementary Fig. 1.  G12 signaling inhibits anchorage dependent and anchorage-independent 

breast cancer cell growth. (A) Cells were plated in triplicate and transduced with adenovirus 

encoding the indicated protein.  The cells were starved for 24 h, labeled with [3H] thymidine and 

stimulated with serum 24 h.  DNA was precipitated and thymidine incorporation was determined 

by liquid scintillation detection.  (B)  MDA-MB-231 cells stably expressing the p115-RGS, 

RGS2 and Gα13(Q226L) and 4T1 cells stably expressing the p115-RGS and RGS2 were grown 

suspended in soft agar for 21 days and 14 days respectively.  Colonies greater than 1 mm in size 

were counted.   For both panels, the data represent triplicate determinations and were performed 

at least three times.  All results are presented as mean + S.E.  * P < 0.05 as determined by student 

t-test.    


