Supplementary Figure 1 Bcl-3 knockdown strategy
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Supplementary Figure 2 Tumor volume of WT and Bcl-3 knockout MMTV-PyMT mice
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Supplementary Figure 3 Bcl-3 regulates TGFf signaling by stabilizing Smad3 protein
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Supplementary Figure 4 Bcl-3 regulation of TGF signaling is not correlated with the phosphorylation of Smad3
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Supplementary Figure 5
Cellular localization of Bcl-3 and Smad3 in TGFp treated or untreated MDA-MB-231 cells




Supplementary Figure 6 Loss of Bcl-3 inhibits the metastasis of breast cancer cells

a b LM2-shBcl-3-2
-DOX +DOX
MDA-MB-231-shBcl-3-3 Ctrl KD
IB: Bel-3 55 KD
*
IB: GAPDH 34 KD o
LM2-shBcl-3-2 Dox -
0.5
IB: Bal- 3 56 KD
1B GAPDH | | 34 o
DOX - +
c MDA-MB-231-shBel-3-3 d LM2-shBcl-3-2

Migration Invasion

Invasion Migration

Ctri Ctrl

=
o

-]
=
8
S

*
*
»
*

§ §

[X]

9¢ $ °

Cell number per field
=

Cell number per field
() o
o 8 g
Cell number per field
- 8 &

* Dox - +



	1-5
	Supplementary Fig.1 CDDis
	Supplementary Fig.2 CDDis
	Supplementary Fig.3
	Supplementary Fig.4 CDDis
	Supplementary Fig.5 CDDis

	Supplementary Figure 6-6

