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Supplementary Figure 2B 

 
 
Supplementary Figure 2B: Expression of CCR5 by pancreatic cancer cells (A) 
Western blot expression of CCR5 by pancreatic cancer cells (AsPC-1, BxPC-3 and MIA 
PaCa-2) was resolved by the SDS-PAGE gel. (B) Expression of β-actin was detected by 
western blot analysis with anti- β-actin antibodies. β-actin was used as a loading control 
for all the three samples.  
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