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Figure S1. Multi-drug resistance of A2780-R cells. (A) Western blot analysis of CD109, ABC trans-
porters (ABCB1 and ABCG2) and apoptosis markers (caspase-3 and PARP-1) in A2780 and A2780-
R cells. parental A2780 and A2780-R cells were treated with the increasing doses of cisplatin (B),
doxorubicin (C), and paclitaxel (D), followed by measurement of cell viability. Bar graphs show the
ICs0 values for cisplatin, doxorubicin, and paclitaxel in A2780 and A2780-R cells (**, P<0.01, ***, P<
0.001).
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Figure S2. Effects of ABCB1 and ABCG2 inhibitors on resistance of CD109-overexpressed A2780
cells to paclitaxel. Dose-dependent effects of the ABCB1 inhibitor Elacridar (A) or the ABCG2 inhib-
itor Ko143 (B) on resistance of CD109-overexpressed A2780 cells to paclitaxel (PTX). The cells were
treated with the increasing doses of Elacridar or Ko143 in the absence or the presence of 5 nM PTX,
followed by measurement of cell viability. **, P<0.01, ***, P< 0.001 vs control.



CD109 ===
STAT3
p-STAT3 == =
NOTCH1 = =
c-NOTCH1 e
ABCB1 "%

ABCG2 ==

GAPDH e
A2780-R

Figure S3. Effects of siRNA-mediated knockdown of CD109 on the STAT3-NOTCHI signaling and
the expression of ABC transporters. A2780-R cells were transfected with control siRNA (si-con) or
CD109 siRNA (si-CD109), followed by western blot analysis of the STAT3-NOTCHI1 signaling and
the expression ABC transporters.
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Figure S4. Effects of siRNA-mediated knockdown of STAT3 and NOTCHI on the expression of
ABC transporters in CD109-overexpressed A2780 cells. (A) Identification of siRNA clones specific
to STAT3 or NOTCHI1. CD109-overexpressed A2780 cells were transfected with two separate siRNA
clones against STAT3 or NOTCH]I, followed by Western blot analysis of STAT3 and NOTCH]1 sig-
naling. (B) The CD109-overexpressed A2780 cells were transfected with control siRNA, STAT3
siRNA #2 or NOTCH siRNA #2, followed by measurement of the expression levels of CD109,
ABCBI1, ABCG2, and GAPTH.
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Figure S5. Identification of cell proliferation of A2780-R sh-con and sh-CD109 cells. CD109 knock-
down showed no significance (ns) in the proliferation of A2780-R cells.



