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Sat3 Signaling Pathway Regulates the Expression of bcl-2 Family Members and Promotes
Survival of Human Colon Cancer Cells
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Abgtract :Objective  Sgnal transducer and activator of transcription 3 (Stat3) is activated in response to
cytokines and growth factors stimulation, and activation of Stat3 isinvolved in modulating cdl prolifera-
tion, differentiation and apoptosis. The purpose of the study was to examine colon cancer cell lines to de-
termine whether Stat3 plays an important role in the process of apoptossin colon cancer cells. Methods
Protein lysates were extracted from colon cancer cells. Human colon cancer cell line HCT116 was trans
fected with Stat3 antisense oligonucleotide mediated by liposome, MTT assay was used to measure the
proliferation, flow cytometry was applied to analyze the cell cycle and apoptoss, the expresson of Stat3,
p-Stat3, bcl-2, bel-x. , Mcl-1 and Caspase-3 were measured by western blot. Results Targeting of Stat3
using anti sense oligonucleotide directed against the trandation site, resulted in apoptosi s and downregula
tion of Stat3, p-Sat3 and bcl-2 family members. Conclusion Constitutive activation of Stat3 is associat-
ed with the carcinogenesis of colon cancer cells. Blocking of Stat3 signaling could induce apoptosis of co-
lon cancer cells.
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