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Abstract BACKGROUND AND AIM: To investigate the effects of RNAI targeted to STAT3 | - #ethsk | 45 BRI A,

on apoptosis induction and on STAT3 signaling in human hepatocellular carcinoma cell line
SMMC7721. The research provided theoretical and experimental basis for further development
and clinical application of targeting STAT3 signaling pathway therapy for cancer. MATERIALS
AND METHODS: Applying RNAI technique to specifically silence STAT3 gene in SMMC7721
cells, and expression of STAT3 protein in cells was determined by Western blot. Effect of RNAI
on SMMC7721 apoptosis was determined by flow cytometry. Expressions of apoptosis-
associated genes survivin and bcl-2 were determined by semi-quantitative RT-PCR. RESULTS:
RNAI technology could effectively and specifically silence the expression of STAT3. Compared
to the control group, the apoptosis rate was significantly increased after RNAI silencing STAT3
(P<0.01). Expressions of survivin and bcl-2 mRNA were significantly inhibited compared to the
control group (P<0.01). CONCLUSION: RNAI technology targeted to STAT3 could effectively
silence STAT3 expression in SMMC7721. RNAI targeted to STAT3 induced apoptosis by
down-regulating the expressions of bcl-2 and survivin mRNA.
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