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Abstract

AIM: To investigate the effect of ginsenoside
Rh2 on the expression of caspase 3 and caspase
8 in human esophageal cancer cell line Eca-109
to explore possible mechanisms underlying the
apoptosis-inducing activity of ginsenoside Rh2.

METHODS: After Eca-109 cells were treated
with ginsenoside Rh2, cell growth was detected
by MTT assay; cell apoptosis was determined by
flow cytometry; and the expression of apoptosis-
associated proteins caspase 3 and caspase 8 was
measured by immunocytochemistry and West-
ern blot.

RESULTS: Ginsenoside-Rh2 inhibited the
growth of Eca-109 cells in a dose- and time-de-
pendent manner. Apoptotic cells were observed

on a DNA histogram as a subdiploid or pre-G1
peak. Treatment with ginsenoside Rh2 signifi-
cantly altered cell cycle distribution, and the
apoptosis rate of cells treated with ginsenoside
Rh2 was significantly higher than that of control
cells (19.10% £ 2.12% vs 2.10% + 0.87%, P < 0.01).
Compared with control cells, the expression of
caspase 3 and caspase 8 proteins was up-regulat-
ed significantly in Eca-109 cells treated with 20
mg/L ginsenoside Rh2 for 72 h (0.35 + 0.04 vs 0.10
+£0.02, 0.84 £0.06 vs 0.31 £ 0.11, both P < 0.05).

CONCLUSION: Ginsenoside Rh2 induces the
apoptosis of Eca-109 cells possibly by up-regu-
lating the expression of caspase 3 and caspase 8.

Key Words: Ginsenoside Rh2; Eca-109 cells; Apop-
tosis; Caspase 3; Caspase 8
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