Multi-targeted kinase inhibition alleviates mTOR inhibitor resistance in triple negative
breast cancer
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Supplementary Figure Legends

Suppl. Fig. S1

Effects of co-treatment with PD184352, gefitinib or AEE788 on rapamycin-mediated
proliferative inhibition in TNBC cells. SUM149PT (a, b) and HCC1806 (c) cells were treated
with Rap in dose range alone or combined with PD184352 (PD), gefitinib (Gef) or AEE788
(AEE) at indicated concentrations for 4 days, followed by SRB proliferation assay.

Suppl. Fig. S2

Proliferation response of rapalog-resistant TNBC cell lines towards VEGFR, EGFR, PDGFR, ABL
and S6K inhibitors. TNBC cells were treated with KI at 1 uM for 4 days, followed by SRB
proliferation assay. Strong inhibitory effect on proliferation was indicated in green and weak
inred.

Suppl. Fig. S3

Combinatorial effect of rapamycin and AEE788 on proliferation and cell death of MCF10A (a)
and RPTEC (b) cells. Proliferative response (upper panel, SRB absorbance), early apoptosis
(middle panel, AnV*) and late apoptosis/necrosis (bottom panel, PI*) of MCF10A and RPTEC
cells, to Rap alone or combined with AEE788 respectively. Cisplatin (100 uM) was used as
positive control.

Suppl. Fig. S4

Combinatorial effect of rapamycin and inhibitors targeting CDK4/6-Cyclin D1 complexes on
proliferation of rapalog-resistant SUM149PT (a) and HCC1143 (b) TNBC cells. Cells were
treated Rap alone, or in combination with selective CDK4/6 inhibitor palbociclib or
LY2835219 at 0.01 uM for 4 days (two- way ANOVA * p < 0.05, ** p < 0.01, *** p <0.001).
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