Supplementary Figures

Figure S1

dedkek \'\ \'L "
> 28! RS 5
< YS) 5 g Qy@ @Y‘ <.
A S 2 5 & 2,
o€ OQ. zc ‘2‘0 \Z‘O x>
. £s L " e &
EIELOQS‘ &5 03 e .  |HORMAD1 E ',OE), 0.5
125 f:t b |:) & < H2170 fxsguktﬁ)n % g
-tubull g £
| : : |(55kDa) 0 cubuir 3%,
S Yo o
N\ OO
< Q_@ ) &
c O D & &
£ & . < <
c25 €50
3 - NC s e
:is TRAS $15 —=-Si HORMAD1-1
w 1.5 * HORMAD1 © wx | o Si HORMAD1-2
8 1.0
81.0 3
gos 505 5
2 0.04 £ o =
< 870 1 2 3 4 5
< Days
Si Si
. HORMAD1-1 HORMAD1-2
= = e
NG
H125 [
0600
3
E400
o
220
oS
[=]
© 0
o I
© 5
o
0
0y

Figure S1. HORMADI1 promotes the proliferation of lung cancer cells in vitro.

A. Western blotting and quantitative analyses of HORMADI1 expression in HI125 cells
with or without HORMADI expression. a-tubulin was used as the loading control. B.
Western blotting and quantitative analyses of HORMADI expression in HORMADI
negative control (NC) and knockdown H2170 cells. a-tubulin was used as the loading
control. C-D. The proliferation of H125 cells with or without HORMADI expression
(C) and NC and HORMADI1 knockdown H2170 cells (D) was measured by CCK-8
assays at the indicated time points. E-F. The colony-forming ability of H125 cells with
or without HORMADI1 expression (E) and NC and HORMADI knockdown H2170

cells (F) was measured by colony formation assays. All histograms representing



indicated the results of three independent experiments. Mean + SEM from three

independent experiments are shown. **, p<<0.01; *** p<<0.001.
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Figure S2. HORMADI promotes epithelial-mesenchymal transition (EMT) in lung

cancer cells.
A-B. The protein levels of E-cadherin, N-cadherin, Vimentin, and ZEB-1 in H125 cells

with or without HORMADI expression (A) and in NC and HORMAD1 knockdown



H2170 cells (B) were analyzed by western blotting. C-D. The protein levels of E-
cadherin, N-cadherin, Vimentin, and ZEB-1 in H125 cells with or without HORMAD1
expression (C) and in NC and HORMADI1 knockdown H2170 cells (D) were analyzed
by western blotting after transfection with ZEB-1 siRNA. All histograms representing
indicated the results of three independent experiments. Mean + SEM from three

independent experiments are shown. *** p<(0.001; ns, not significant.
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Figure S3. HORMADI activates the Wnt/(-catenin pathway in lung cancer cells.

A-B. Western blotting and quantitative analyses of total, cytosolic, and nuclear B-
catenin in H125 cells with or without HORMADI expression (A) and in NC and
HORMADI1 knockdown H2170 cells (B). a-tubulin and Lamin B1 were used as the
loading controls for the cytoplasmic and nuclear fractions, respectively. C-D. Western
blotting and quantitative analyses of E-cadherin, N-cadherin, Vimentin, ZEB-1, and B-
catenin protein levels in H125 cells with or without HORMADI expression (C) and in
NC and HORMADI1 knockdown H2170 cells (D) after transfection with p-catenin
siRNA. All histograms representing indicated the results of three independent
experiments. Mean + SEM from three independent experiments are shown. **, p<<0.01;

*xk p<<0.001; ns, not significant.



