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Supplementary Figure 1.

Cells were treated with paclitaxel in a concentration-dependent manner in LNCaP, paclitaxel-
resistant LNCaP (LNCaP™R®), NCI-H460, and paclitaxel-resistant NCI-H460 (H460™R) cells
for 48 h. The numbers of viable cells were then measured by a cell viability assay. The bar

graph presents the mean values of half maximal growth inhibitory concentration (Glso, nM for

paclitaxel).

Paclitaxel

— [] Parental
- 204.0

E 250 1M TXR )s
@ 200 ]
ﬁ 129.8
£ 150 | ok
%
a 100 -
©
s 201 124 19.2
O 0L /= ]

LNCaP H460



Supplementary Table 1. A combination of BI 2536 and bicalutamide in paclitaxel-
resistant LNCaP™R cells. LNCaP and LNCaP™*®R cells were treated with BI 2536 and
bicalutamide in a concentration-dependent manner for 48 h. The percentages of viable cells

were measured by a cell viability assay.

BI 2536 (nM)
0 1 5 10 25 50
LNCaP 100.0-0.1 | 89.0+0.1 | 70413 | 489+0.7 | 37.3+£04 | 29.5+0.1
0
LNCaP™® | 100.0+1.1 | 96.0+1.6 | 79705 | 706+1.1 | 48612 | 33.1+08
Bicalutamide LNCaP 823+09 | 673409 | 569+08 | 43.7+0.7 | 346+1.1 | 250+ 1.3
2.5
(RM) LNCaP™R | 732+16 | 674+09 | 588+1.6 | 500+1.4 | 38109 | 27.0 £ 1.1
LNCaP 723+13 | 548+13 | 51.5+13 | 369+1.1 |227+18 | 173+0.8
5.5
LNCaP™R | 67612 | 60.1£1.0 | 532+1.4 | 387+1.0 | 286+0.6 | 184+0.4




Supplementary Table 2. A combination of volasertib and bicalutamide in paclitaxel-
resistant LNCaP™R cells. LNCaP and LNCaP™R® cells were treated with volasertib and
bicalutamide in a concentration-dependent manner for 48 h. The percentages of viable cells

were measured by a cell viability assay.

Volasertib (nM)

0 1 5 10 25 50
LNCaP 100.0+0.1 | 89.0+0.1 | 683+1.1 | 509+0.6 | 433+0.3 | 29.5+0.1
’ LNCaP™R | 100.0+1.1 923+1.6 | 75705 | 69.8+0.9 | 602+1.0 | 49.1+0.5
Bicalutamide LNCaP 81.1+0.4 779+£0.7 | 571+0.2 | 46.8+0.9 | 398+04 | 244+04
(uM) . LNCaP™T*R 72.1+0.3 660+14 | 60417 | 51.7+1.1 | 444+£0.7 | 30.6%1.1
LNCaP 71.8+14 582+1.6 | 53.4+09 | 399+2.0 | 28.1+04 | 17.5+0.8
>3 LNCaPTXR 66.5+14 63.1+£09 | 55715 | 404+14 | 335+1.1 | 197+£0.8




Supplementary Table 3. A combination of genistein and bicalutamide in paclitaxel-
resistant LNCaP™R cells. LNCaP and LNCaP™R cells were treated with genistein and
bicalutamide in a concentration-dependent manner for 48 h. The percentages of viable cells

were measured by a cell viability assay.

Genistein (M)

0 1 5 10 25 50
LNCaP 1000+1.4 | 879+13 | 799+12 | 704+1.1 | 60.8+1.0 | 384+1.4
’ LNCaP™R | 100.0+0.8 | 77.7+23 | 64.0+1.3 | 50.5+0.5 | 46.1+1.8 | 37.3+1.1
Bicalutamide LNCaP 82.0+1.1 66.2+1.2 | 61.0+£1.5 | 542+13 | 478+1.3 | 373+£2.2
(nM) . LNCaP™R | 740+1.2 69.8+1.6 | 593+£1.6 | 482+09 | 353+1.5 | 25.7+£0.6
LNCaP 71.0+1.6 654+1.5|556+12 | 484+12 | 40.5+0.8 | 36.1 £0.6
o LNCaP™R | 68.5+1.2 552423 | 48.6+0.9 | 37.9+0.6 | 303+1.2 | 19.8+0.3




Supplementary Table 4. Oligonucleotide sequence of PCR primers used in this study

Gene Forward primer (5’-3”) Reverse primer (5°-3°)

MDRI1 5’-ATATCAGCAGCCCACATCAT -3’ 5’- GAAGCACTGGGATGTCCGGT -3’

MRPI1 | 5’-CAGTGACCTCTGGTCCTTAAAC-3’ 5’-ATCCACCTTGGAACTCTCTTTC-3’

PLK1 | 5- AAGAGATCCCGGAGGTCCTA -3’ 5’- TCATTCAGGAAAAGGTTGCC -3’

AR 5’-CGCTGAAGGGAAACAGAAGTA-¥ 5’-CCTCTCCTTCCTCCTGTAGTT-3’

PSA 5’-CTTGTAGCCTCTCGTGGCAG-3’ 5’-GACCTTCATAGCATCCGTGAG-3’
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