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Table S1. Summary of antibodies. 

 

 

Antibodies Company Cat. No. Dilution 

pERK1/2 CST 4370 1:1000 

LDHA CST 3582T 1:1000 

HK2 Abcam ab209847 1:500 

CD44 Abcam ab157107 1:1000 

TSG101 Abcam ab275018 1:500 

CD63 SBI EXOAB-CD63A-1 1:1000 

Calnexin Abcam ab275018 1:1000 

β-actin Santacruz sc-477778HRP 1:5000 



 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Fig S1. Cell proliferation of control Huh7 cells (Huh7) and Huh7 resistant cells (Huh7R) after treatment with 

indicated concentrations of sorafenib for 48 hours. Data shown are the mean of three independent experiments ± 

SD. 

  

0.0 5.0 7.5 10.0 20.0
0

50

100

150

Sorafenib (μM)

Ce
ll 

vi
ab

ili
ty

 (%
 o

f C
TL

) Huh7 Huh7R

✱✱✱✱ ✱✱✱✱ ✱✱✱✱ ✱✱✱✱



 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Fig S2. Densitometry intensity ratio of Fig 1A from replicated WB (n=3). *; p < 0.05; **; p < 0.01. 

 

 

  



 

 

 

 

 

 

 

 

 

 

 

 

Fig S3. Expression levels of miR-4516, miR-6126, and miR-148a-3p from Huh7 and Huh7R cells. (A-C) Huh7 

and Huh7R cells were treated with 20 µM of sorafenib for indicated time. Total RNA of cell lysate was used to 

determine the expression levels of miR-4516 (A), miR-6126 (B), and miR-148a-3p (C). The results were 

normalized to rRNA using the 2−∆∆Ct method. (**P < 0.01; ***P < 0.001; ****P < 0.0001) 

  



 

 

 
 

Fig S4. (A) Huh7R cells were transfected with 500 pM negative control or miR-6126 mimic for 72 h. Cells were 
treated with 20 µM sorafenib (SOR) for 48 h and proteins were extracted. The expression levels of p-ERK1/2, 
ERK 1/2, HK2, and β-actin were analyzed by western blotting. (B) Viability of SK-Hep1R cells and (C) expression 
levels of p-ERK1/2, ERK 1/2, HK2, CD44 and β-actin analyzed using western blotting. SK-Hep1R cells were 
transfected with negative control (NC) or miR-6126 mimic and then treated with 20 µM sorafenib (SOR) for 48 
h for viability assay and protein extraction. (D) Huh7 cells were transfected with 100 nM negative control or miR-
6126 inhibitors for 72 h. Cells were treated with 20 µM sorafenib (SOR) for 48 h and proteins were extracted. 
The expression levels of p-ERK 1/2, ERK 1/2, HK2, CD44, and β-actin were analyzed by western blotting.  

 

 

 

 

 

 



 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Figure S5. Densitometry intensity ratio of Fig 5C from replicated WB (n=3). **; p < 0.01, ***; p < 0.001. 


