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Changes in pPRAS40 T246 in tumors from treated patients
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* All 3 patients in 400 mg cohort show >60% inhibition.
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Tumors with activated PI3K/AKT pathway
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Pathway Drivers

CRC M Mela | HCC |Renal{ Ovarian | Endo |Bladder| Meso | SCLC | GBM |AML|NHL | MM
1% 8% 14-30% 35% | 3% 6% 35% | 12% 6%
37% | 38% 30% 30% 10% |10-50%
29% | 40% | 10-20% | 20-75% | 30% [16-40%| 35% [50% endoj30-80%| 40% [0-62%|10-20%[70-90%| 4% | 5% |6%
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PTEN loss numbers are from IHC, FISH, aCGH, mutations.
. Need to be confirmed using validated in-house assays.
PTEN loss typically associated with advanced disease. poor prognosis (prostate, BrCa. gastric, except ovarian)
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High AKT activity predicts sensitivity to GDC-0068
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