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Figure S1. QPCR-based quantification of RAC1B, SMAD3, and BGN mRNA expression in the indicated 
PDAC-derived cell lines. Shown are the means ± SD from 3–4 preparations after normalization to 
GAPDH and TBP. 
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Figure S2. Knockdown of RAC1B is associated with downregulation of SMAD3 expression in PaCa3 
cells. PaCa3-RAC1B-KD cells were generated by transient transfection with 50 nM of either irrelevant 
control siRNA (Co) or RAC1B siRNA (R1B) as outlined in the Methods section. 48 h after transfection 
cells were lysed and processed for RNA isolation, reverse transcription and qPCR for SMAD3. Shown 
are the means ± SD calculated from three transfection experiments after normalization of control cells to 
1.0. The asterisk (*) indicates significance (Wilcoxon-test). 

 
Figure S3. Effect of knockdown of RAC1B, SMAD3, or combined knockdown of RAC1B and SMAD3 on 
migratory activity in PaCa3 cells. PaCa3 cells were transiently transfected with control (Co) siRNA, 
RAC1B siRNA, SMAD3 siRNA, or RAC1B siRNA+ SMAD3 siRNA as described in Material and Methods 
and 48 h later subjected to real-time cell migration assay. Shown are the mean ± SD from 4 wells 
processed in parallel. Differences between cells transfected with Co siRNA (blue curve, tracing A) and 
RAC1B siRNA (green curve, tracing B), SMAD3 siRNA (magenta curve, tracing C) or RAC1B siRNA + 
SMAD3 siRNA (red curve, tracing D) are first significant at 06:30, 11:00, or 05:30, respectively, and all 
later time points (p < 0.05, Mann-Whitney-U-test). 

 
Figure S4. Knockdown of RAC1B is associated with downregulation of BGN expression in PaCa3 cells. 
Panc1-RAC1B-KD cells were generated by transient transfection of Panc1 cells with 50 nM of either 
irrelevant control siRNA (Co) or RAC1B siRNA (R1B) as outlined in the Methods section. 48 h after 
transfection cells were lysed and processed for RNA isolation, reverse transcription and qPCR for BGN. 
Shown are the means ± SD calculated from three experiments following normalization of control cells to 
1.0. The asterisks (**) indicate significance (Wilcoxon-test). 
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Figure S5.  Knockdown of SMAD3 is associated with downregulation of basal and TGF-β-induced BGN 
expression in PaCa3 cells. (A). Knockdown of SMAD3 is associated with downregulation of basal BGN 
expression in PaCa3 cells. PaCa3-RAC1B-KD cells were generated by transient transfection with 50 nM 
of either irrelevant control siRNA (Co) or SMAD3 siRNA (S3) as outlined in the Methods section. 48 h 
after transfection cells were lysed and processed for RNA isolation, reverse transcription and qPCR for 
BGN. Shown are the means ± SD calculated from three experiments after normalization of control cells 
to 1.0. The asterisks (**) indicate significance (Wilcoxon-test). (B). Knockdown of SMAD3 is associated 
with downregulation of TGF-β-induced BGN expression in PaCa3 cells. PaCa3 cells were transiently 
transfected with 50 nM of either irrelevant control siRNA (Co) or SMAD3 siRNA (S3) as outlined in the 
Methods section. Following treatment of the cells with TGF-β1 for 24 h, BGN mRNA expression was 
determined by qPCR analysis. Shown are the means ± SD calculated from three transfection experiments 
following normalization of control cells to 1.0. The asterisk (*) indicates significance (Wilcoxon-test). 
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Figure S6. Uncropped immunoblots and molecular weight markers from Figure 1.  
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Figure S7. Uncropped immunoblots and molecular weight markers from Figure 2. 
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