Figure 4- figure supplement 3
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Figure 4 — figure supplement 3. Knockdown of the PINCR targets BTG2, GPX1 or RRM2B
phenocopies the effect of PINCR loss. (A) gRT-PCR analysis from PINCR-WT HCT116 cells transfected
for 48 hr with control siRNA (siCTL) or 2 independent siRNAs (I and 1l) against BTG2, GPX1 or RRM2B.
Pl-staining and FACS analysis was performed from PINCR-WT HC116 cells (treated with 5-FU for 48 hr)
after knockdown of BTG2, GPX1 or RRM2B. Error bars represent SD from three biological replicates.
*p<0.05; #p<0.01; **p<0.005; #p<0.001



