Figure S1. DU145 cells express a high level of embigin protein with high knockdown

B

efficiency and transient or stable exogenous overexpression.
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Figure S2. Embigin promotes tumor growth in vivo.
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Figure S3. Embigin mediates prostate cancer cell survival under the condition of
chemotherapy or oxidative stress independently of S100A4
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Figure S4. Embigin mediates prostate cancer cell survival
and maintains high cell migration under the condition of rapamycin treatment.
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Figure S5. S100A4/embigin mediates prostate cancer progression
Independently of AKT and MAPK signaling.
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Figure S6. Embigin does not alter the expression of ABCB1, ABCC1, and ABCC2
transporters and EMT-related genes but dephosphorylates mTOR at Serine 2448.

A

DU145

mRNA Expression
Relative to GAPDH

Il

(+] —_—

JII

‘TTTTTTTT“
o <
B

o8 o0

o (+) — |

FP EMB]

DI} O 0 O O8 O 08 08 o8 SECT
M FP velcrrlEMB|GFPEMBlGFPIEMBlGFPEME
wt wt wt wt wt

Snail3 | Twistl

Vimentin] Snaill Snail2

ZEB1

ZEB2

mMRNA Expression
Relative to GAPDH

0.5 l]
ITITT

Ui

H,,,,

rSlOOA4 0K IO O +C ICHTHTHSHS CEC+C+C+
2 pg/ml GFP|EMB|GFPJEMB] GFF’ MB IGFP| M (GFP|EMB|GFP] MB GFP M GFP EM GFP EMB]
wt wt wt wt W\ wt

Twist 1-2| ZEB1

CDH1

rS100A4

(g/ml)
6 hours

P-mTOR
(S2448)

CDH2 | Vimentin| Snaill Snail2 | Snail3

GFP EMB wt
(-)(0.5)1) (2) (4) (8) (-)(0.5X1) (2)(4) (8)

- .

ZEB2

kDa

190

mor (SO RSESRERS,

Anti-HA

B-Actin

| e
[m———

100
75

58
46

32

DuU145
2.5
2
53
n o
g8
w e
<z 1
Ex
0.5
0 I L I L
B mr o O N o N N co S © B Co MY N o S O N o N O N )
ug/ml
GFP EMB wt GFP EMB wt GFP EMB wt
ABCB1 ABCC1 ABCC2
LNCaP
25
2
83
gﬂ_
8§ 15
e
w o
<32 1
gs
) ” I_I ﬁ I_[
0.5
0 I I I I
'SI00A4 () () () ) O B O ® O ® O ®
2 pg/ml
GFP EMB wt GFP EMB wt GFP EMB wt
ABCB1 ABCC1 ABCC2
rS100A4 GFP EMB wt
2 ug/mi
1) (3)(6)24 1)(3)(6)(24) kDa
hourg) ) D640 (1) (3 (©)24)
P-mTOR [ s o8 & as
(S2448) 190
mTOR 2.:.........
190
100
Anti-HA 75
— 58
] 46
B-Actin
32




Figure S7. Embigin alters cancer-related genes that mostly associated with cell
adhesion and extracellular matrix organization.
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