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Figure S1 Activity of kinases after addition of A66, PIK-75, TGX-221 or IC87114
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Figure S2 Inhibition of kinases by A66
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A66 is a p110α-specific inhibitor

Figure S3 Reprobes of blots in Figure 3 of the main paper with the total PKB antibody

Ly, LY294002.

Figure S4 A66 R enantiomer does not block signalling to PKB in cells with the PIK3CA H1047R mutation

Experiments were performed as in Figure 3 of the main paper, except that the R form of A66 was used. Ly, LY294002.
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Figure S5 In vivo antitumour efficacy and body weight change following treatment with A66 and BEZ-235 in the U87MG and HCT-116 tumour xenograft
models

(A) Average tumour volume and (B) body weight loss during QD×14 dosing with 100 mg of A66/kg of body weight and 15 mg of BEZ-235/kg of body weight in mice with U87MG tumours.
(C) Average tumour volume and (D) body weight loss during QD×7 dosing with 100 mg of A66/kg of body weight and 10 mg of BEZ-235/kg of body weight in mice with HCT-116 tumours. Bars
represent the means +− S.E.M. for five to seven animals.
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