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Supplemental Figure S5. STAT3 silencing does not significantly affect PPS prostate cancer cell
viability. (A) Internalization of STAT3ASO and CpG-STAT3ASO oligonucleotides by PPS cells as assessed
using flow cytometry. PPS cells were incubated with 500nM of STAT3ASOC? or CpG-STAT3ASOCY3
oligonucleotides for 1 h. STAT3 silencing does not affect cell proliferation. (B) PPS cells were transfected with
10 nM and 50 nM of STAT3 siRNA or control Luciferase siRNA using Oligofectamine transfection reagent. The
transfection efficiency and STAT3 knockdown was verified using flow cytometry after 24 h (B, left panel) and
Western Blot after 48 h (B, right panel), respectively. (C) Number of viable PPS cells were measured in various
treatment groups using Cell Counting Kit-8, 72 h after transfection; means+SEM.



