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Tissue specimens and patient tumor culture: A set of de-identified excess breast cancer tissue specimens was obtained from 0 C1974-5-day culture 0 CELsignia LPA response vs. Pop (comp P ) P y hig FACS analysis of apoptosis (assessed by cleaved caspase 3) and mTOR activation (assessed by pRPS6) in these BC patient cells
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60 patients. Methods for tumor cell extraction and culture were based on the Huang, et al. method.*' LPAR expression in BC patient cultures

treated with (A) either gedatolisib or GDCOO77 or (B) gedatolisib, navitoclax, and gedatolisib + navitoclax.
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