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Abstract: Obiective To investigate the impaction of C-terminal binding protein 1 (CtBP1) on proliferation
siRNA targeting for CtBP1 were

introduced into HepG2 cells to knock down CtBP1,3 control groups including blank control, transfection

of hepatocellular carcinoma cell HepG2 and related mechanism.Methods

reagent and control siRNA were used as controls.At different time points after transfection, HepG2 cells were
collected for MMT assay to detect cell proliferation and flowcytometry to detect cell cycle distribution and
CtBP1 siRNA effectively knocked down CtBP1 in HepG2 cell. Compared with control
group, CtBP1 protein significantly was decreased by 57.80%.Cell growth were significantly inhibited after
CtBP1 knockdown (P<<0.05). The inhibition rates of cell growth were 22.34%,52.15%,53.97% and 54.77%
at 24, 48, 72 and 96 h respectively. The distribution of cell cycle was not changed but apopotic cells were

apoptosis.Results

increased significantly compared with control group.Conclusion CtBP1 knockdown could inhibit cell

proliferation of HepG2 mainly through apoptosis instead of cell cycle arrest. CtBP1 is involved in cell growth

and apoptosis inhibition of tumor cells, and could be a candidate for cancer targeted therapy.
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=1 #FCtBP1 siRNAF & HHepG24H il A ODIE (s, n=>5)

Tablel Optical density value of HepG2 cells detected by MTT after CtBP1 knockdown (¥+s, n=>5)

Groups 24 h 48 h 72 h 96 h
Control 0.414 +0.053 0.646+0.014 0.859 +0.026 1.048 +£0.048
Transfection reagent 0.409 + 0.024 0.613 +0.031 0.820 £ 0.027 1.061 £ 0.045
Control siRNA 0.420 +0.053 0.621 +0.024 0.821 +0.018 1.054 +0.050
Knockdown 0.306 + 0.036 0.271 +0.024 0.349 +0.025 0.428 £ 0.040

=2 HHCtBP1 siRNAJF ZHHepG240 M A9 40 it F B AL RIA T 1B (%.xEs, n=3)

Table2 Cell cycle distribution and apoptosis of HepG2 cells after CtBP1 knockdown(%,x+s, n=3)

G e Cell cycle ;hstnbutlon e Sl e
Control 69.85+0.73 18.69+0.38 11.46+0.97 2.214+0.34
Transfection reagent 67.45+3.59 21.23+1.45 11.32+2.14 2.46+0.29
Control siRNA 68.76+2.11 20.14+0.54 11.10+1.67 2.47+0.28
Knockdown 69.54+0.83 18.83+1.17 11.63+1.06 9.99+0.07
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Figure3 Cell cycle distribution and apoptosis cells of HepG2 cells after transfection with CtBP1 siRNA
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