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Abstract: [ Purpose | To investigate the effect of AFP on the proliferation of hepatocellular carcino-
ma cells (HCC). [Methods] Lentivirus-mediated recombination AFP was transfected into HCC
HepG2 cells. Western Blot was used to detect the efficiency of AFP transfection. The cell proliferation
and cell cycle were detected by CCK8 assay and flow cytometry,respectively. The protein level of
AFP,STAT3 and p-STAT3 were detected by Western blot. [Results] The CCK8 assay indicated
that overexpression of AFP significantly enhanced the proliferation of HepG2 cells comparing to
the negative control (P<0.05) . G, and S phase of HepG2 cells in AFP over-expressed HepG2 cells
accounted for 49% and 21% ,while those in the negative control group accounted for 61% and
12% , respectively(P<0.05). The expression of p-STAT3 was increased in APF over-expressed HepG2
cells. [Conclusion] AFP can promote proliferation of HepG2 cells by activating phosphorylation of
STATS3.
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Note : A :fluorescence of HepG2 negative control cells (NC) and AFP overexpression HepG2 cell line(OE);
Bright Field (BF):green fluorescent protein;B:the overexpression efficiency of AFP in HepG2 cell line

was assayed by Western Blot. *#P<0.01.

Figure 1 The efficiency of LV-AFP and negative control transfection on HepG2 cell lines
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Note: A :cell growth viablity was assayed in HepG2 negative control cells (NC) and AFP overexpression
HepG2 cell line(OE) by CCK8-assay at days 1,2,3,4 and 5 time-points; B : quantification of the cell cycle in
(C); C:cell cycle was assayed in HepG2 negative control cells (Left) and AFP overexpression HepG2 cell

line.*P<0.05, **P<0.01.

Figure 2 The efficiency of LV-AFP and negative control transfection on the proliferation
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Note: A :the expression of STAT3 and p-STAT3 in HepG2 negative control cells and AFP overexpression
HepG2 cell line was assayed by Western Blot; B:quantification of Western Blot in(A). *P<0.05.

Figure 3 The efficiency of LV-AFP and negative control transfection on inducing

activation of STAT3
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