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Supplementary Figures 

 

Supplementary Figure S1. Resveratrol-directed therapeutic intervention of IBD in a mouse model. DSS-
induced inflammation injury model of acute IBD was carried out in the DSS-susceptible model, Rassf1a+/- 

(1a+/-). Animals were treated with 3% DSS in the drinking water for 7 days followed by 7 days of recovery. 
Resveratrol was given (as indicated) as food pellets at 1 g/kg resveratrol in the diet in (A). These mice 
consumed ~ 3 g/ day = human equivalent dose [HED] of 1 mg resveratrol/day for a 70 kg person or 2 bottles 
of red wine/day). At day 8, animals were euthanized and colon lysates prepared and analyzed for the 
indicted proteins and tissue section. Mice were monitored for piloerection, bloatednesss, tremors, lack of 
movement, and rectal bleeding. (A) Left panel, Kaplan-Meier curve with N = 15-20 animals were used for 
all conditions and p-value between wild type and Rassf1a-/-. was < 0.001. Right panel, representative 
descending colon sections from experiment in the left panel immunostained with RIPK2 pY 474. (B) Left 



panel, immunoblot of descending colon lysates from experiment in A with the indicated antibodies. In 
addition, results for AMPK staining was carried out for DSS treatment in Il-10-/- mice as indicated. This 
result was quantified in the right panel. P value < 0.003 for all comparative categories with n = 2-4.  

 

 

Supplementary Figure S2. (A) Immunohistochemical staining of identified biomarkers upon metformin, 
resveratrol or RIPK2 inhibitor treatment in a DSS-inflammation mouse model. For each panel, 
representative sections are shown utilizing the Rassf1a-/- colonic tissue sections from -/+ DSS treated 
animals as outlined in the experimental protocols. All images taken at 10X magnification. (B) Correlations 
between biomarkers. For left graph, r2 = 0.065, p value = 0.191 and n = 31; right panel, r2 = 0.09, p value = 
0.278 and n = 16. 

 



 



Supplementary Figure S3. Immunohistochemical staining for RIPK2 (A) and YAP pS94 (B) in two more 
UC-CRC case study patients (A, B) and controls/non-IBD CRC sections (C). Included in this panel is stage 
of disease and year diagnosed. Patient D have since passed away of CRC related disease. Left panels, 
representative sections for each category are shown; Right panels, summary of fold changes for both RIPK2 
pY 474 and YAP pS94. For A (Patient C), P value < 0.0001 between UC and Remission, P value < 0.95 
for difference between UC and CRC and P value < 0.0001 between Remission and CRC (n = 4 - 36 
sections). For A (Patient D), P value < 0.12 between UC and Remission, P value < 0.02 for difference 
between UC and CRC and P value < 0.0001 between Remission and CRC (n = 4 - 36 sections). For B, P 
value < 0.0001 between UC and UC with no CRC, P value < 0.0894 for difference between UC and UC in 
remission and P value < 0.02 between UC and CRC (n = 6-9 sections). For (C), representative sections are 
shown for YAP pS94 on non-IBD controls and for CRC. 

 


