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The effect of Apelin-13 on the proliferation of HepG2 cells
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[ ABSTRACT] Methods HepG2
cells were divided into different concentrations of Apelin-13; 10% FBS ( control), 0.000 1, 0.001, 0.01, 0. I pmol/L.
And the different durations were O h (control) , 6 h, 12 h, 18 h, 24 h.
by MTT method.

tate protease 3 ( Caspase-3).

Apelin-13;
Aim  To investigate the effect of Apelin-13 on proliferation of HepG2 cells.

hepatocellular carcinoma; proliferation; apoptosis

The number of cells in each group was calculated
Western blot was used to detect the expressions of cell cycle protein D1 ( CyclinD1) and cysteine aspar-
Results The proliferation of HepG2 cells was increased with the increase of Apelin-13
concentration, and the prolongation of the Apelin-13 treatment time (P<0.05).  The expression of CyclinDl was
increased with the increase of Apelin-13 concentration and treatment time, while the expression of Caspase-3 decreased with
the increase of Apelin-13 concentration and treatment time. Conclusion Apelin-13 promoted the proliferation of hepa-
tocellular carcinoma HepG2 cells and inhibited the expression of Caspase-3 protein within a certain range, and the inhibito-

ry effect was enhanced with prolongation of treatment time and the increase of treatment concentration.
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