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ABSTRACT Objective: To investigate the role of Smad7 in the Hepatocellular carcinoma (HCC) migration and proliferation and its
clinical significance. Methods: Through transfecting pcDNA3.1(+)-Smad7 or siRNA Smad7 to overexpress or knockdown the Smad7 ex-
pression in HCC cell lines HepG2 and Huh7. The MTT assays were used to test the role of Smad7 in proliferation of HCC cells. Tran-
swell and wound-healing assays were used to detect the effect of Smad7 on migratory ability in both tow cell lines. RT-PCR was used to
test the Smad7 expression in 9 clinical HCC patients' specimens. Results: As the results, overexpression of Smad7 significantly inhibited
the proliferation of cells compared with the control group, while knockdown Smad7 promoted the proliferation. At the same time, over-
expression of Smad7 could inhibit the migratory ability of HCC cells compared with the control group, while knockdown smad7 could
accelerate this ability. The expression of Smad7 in cancer tissue was significantly lower compared with normal mucosa tissue adjacent to
cancer. Conclusions: Smad?7 is a kind of anti-progressive molecule in HCC.
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Fig.l Overexpressed Smad7 inhibits the proliferation of HCC cells
A.The detection of the transfection efficiency; B. The result of MTT experiments.
Note: *P<0.05, ** P<0.01, compared with the vector group.
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Fig.2 Overexpression of Smad7 prohibited the migration of HCC
A and B. HepG2 and Hunh?7 cells were preceded by wound-healing assay respectively.
Note: *P<0.05, ** P<0.01, compared with the vector group.
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Fig.3 Knock down Smad7 promoted the proliferation and migration of HCC cells
A. The efficiency of knocking down; B and C. The MTT and Transwell assay after knocking down Smad7.
Note: *P<0.05, ** P<0.01, compared with control group.
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Fig.4 The expression of Smad?7 in clinical samples
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