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Abstract

AIM: To evaluate the inhibitory effect and its
mechanism of poly (ADP-ribose) polymerase-1
inhibitor, PJ34, on the growth of human
hepatoma cell line, and investigate whether PJ34
can further enhance the suppression of y-rays on
HepG2 cell growth.

METHODS: Cell proliferation test was conduct-
ed to observe the effects of various concentra-
tions of PJ34 or PJ34 in combination with y-rays
on the growth of HepG2 cells. Flow cytometry
was used to examine the apoptosis rate in the
PJ34-treated HepG2 cells.

RESULTS: PJ]34 significantly suppressed the
growth of HepG2 cells (¢t = 15.175, P < 0.01).
The suppressive effects were enhanced with the
increase of PJ34 concentration. 1Gy y-rays also

significantly inhibited HepG2 cell growth, but
there was no significant difference in cell growth
between the group with y-rays or PJ34 alone and
the group with combination (¢ = -1.413, P > 0.05)
PJ34 induced apoptosis of HepG2 cells, and the
apoptosis rate of PJ34-treated cells was signifi-
cantly higher than that of the control cells at 72
hours (33.2% vs 11.4%, P < 0.01).

CONCLUSION: PARP-1 inhibitor PJ34 can
directly inhibit the cell growth of HepG2 cells
through inducing cell apoptosis. However, PJ34
does not significantly increase the inhibitory ef-
fects of y-rays on HepG2 cells.
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