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Supplementary Table 1. Primers used for QRT-PCR 

Gene Forward Reverse 

E-cadherin CCACCAAAGTCACGCTGAATAC GGAGTTGGGAAATGTGAGCAA 

Vimentin GGAAGAGAACTTTGCCGTTGAA GTGACGAGCCATTTCCTCCTT 

TMPRSS4 CCGTTACCTATGTTGTCATTG CTCACTCTTGCTGCCACTCA 

Fibronectin GAGCTATTCCCCTGCACCTGATG CGTGCAAGGCAACCACACT 

Snail GAGGCGGTGGCAGACTAG GACACATCGGTCAGACCAG 

Slug ACACACACACACCCACAGAG AAATGATTTGGCAGCAATGT 

GAPDH AAGGTCGGAGTCAACGGATTTG CTTGACAAAGTGGTCGTTGAGG 

β-actin CCAACCGCGAGAAGATGA CCAGAGGCGTACAGGGATAG 

 

 

 

 

 

 



Supplementary figures 

 

Supplementary Fig 1. After siRNA transfection, substantial knockdown of the 

TMPRSS4 expression was observed in TMPRSS4 overexpression BEL-7402 cells, 

followed by enhanced expression of E-cadherin and RECK, and reduced expression 

of fibronectin, vimentin, pERK1/2, snail and slug. 

 

 

 

 

 



 

Supplementary Fig 2. Overexpression of TMPRSS4 significantly activated MEK and 

C-Raf, the upstream activators of ERK signaling pathway. 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

Supplementary Fig 3. U0126, the inhibitor of ERK1/2, enhanced the expression of 

E-cadherin and RECK, and reduced the expression of fibronectin, vimentin, 

p-ERK1/2, snail and slug 

 

 

 

 

 

 

 

 

 

 



 

Supplementary Fig 4. Overexpression of TMPRSS4 did not significantly influence the 

activation of STAT3. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

Supplementary Fig 5. Akt was not significantly activated by TMPRSS4 expression, 

and specific PI3K inhibitor LY294002 (30 μM) did not influence the TMPRSS4 

induced downregalation of E-cadherin and upregulation of Vimentin. 


