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Characterization of RON protein isoforms in pancreatic cancer: 
implications for biology and therapeutics

SUPPLEMENTARY FIGURES AND TABLES

Supplementary Figure S1: Sequencing of intron 13 insertion from PCR products.
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Supplementary Figure S2: Primer specific standard curves used for absolute quantitative PCR.
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Supplementary Figure S3: A. RONΔ165 does not alter cell morphology when expressed in HPDE cells. B. HPDEΔ165 is constitutively 
active.
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Supplementary Figure S4: A. VEGF secretion as a result of sfRON and RONΔ165 expression in 3 separate pancreatic cell lines. 
B. Cell transformation assay using NIH 3T3 cells shows increased colony formation with sfRON expression however not as much as KRAS 
G12V expression. C. RON isoform expression induces phosphorylation of MET but not IGF1R and EGFR.
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Supplementary Figure S5: A. Short form RON has been implicated in epithelial to mesenchymal transition in other cancer types but 
did not induce a switch in pancreatic cancer cell lines. B. Differential gene expression using RNA-seq comparing HPDEΔ165 to HPDE 
cell lines showed no evidence of epithelial to mesenchymal transition C. Tumors showed differential expression of E-cadherin and cell 
morphology.  Short form RON expressing cells in the tumor had areas of high E-Cadherin and round morphology (Top panels) and areas 
of low E-Cadherin and more mesenchymal morphology (bottom panels, arrow).  
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Supplementary Figure S6: A. One sample out of 3 HPDE cells stimulated with MSP was removed from the data analysis. B. This 
sample did not pass quality control and was an outlier on principal control analysis.
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Supplementary Figure S7: A. DAVID gene ontology pathways significantly (FDR 0.05) up and down regulated when full length RON, 
sfRON, RONΔ165, or RON P5P6 is expressed.
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Supplementary Figure S8: RT-PCR of 3 genes which validate that mir146a and G-CSF are upregulated, and BMP-7 
downregulated in sfRON expressing cells.
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Supplementary Table S2: Activity of compounds BMS777607 and LDC047896tested at 1 µM across a panel of 240 
different kinases. Data are expressed as % effect response versus each kinase tested at its respective Km for ATP; %inhibition 
= %effect * (-1). Profiling of compounds has been performed at Merck Millipore, Germany.

See Supplementary File 1

Supplementary Table S1: Primers used for end point and quantitative PCR


