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Abstract

Penta-acetyl geniposide
[(Ac)sGP] was a acetylated product from
geniposide, a glycoside existing in
Gardenia fructus. In recent years, many
studies indicated that anticarcinogenic
drugs inhibiting the proliferation and
malignancy of cancer cell could be via
inducing cancer cell apoptosis or
changing cell cycle progression. Inour
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previous researches, we had explored that
(Ac)sGP can inhibit C-6 glioma cell
growth and induce apoptosis. We further
designed a series of experiments to
clarify the mechanisms existing in the
anticarcinogenic effect of (Ac)sGP. In
this study, we found that (Ac)sGP can
arrest C-6 glioma cell cycle at G, phase.
After treated with (Ac)sGP for 0 to 24 h,
the expression of p53 protein was
increased gradually and the expression of
p21 was  induced  significantly.
Furthermore, the treatment of (Ac)sGP
also inhibited the expression of
phospho-Rb. Because of above, we
issued that (Ac)sGP maybe inhibited the
expressions of p53, p21, cyclin D) and
phospho-Rb to arrest cell cycle at Go/G;
phase. At this moment, the expression of
CDK4 was increased. Conclusively, we
suggested that (Ac)sGP can arrest the cell
cycle at Gy phase through activating p53
pathway.
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Fig. 1. Time course of (Ac)s-GP treatment on cyclins expression in C-6 glioma cells.
Cultured cells were treated with (Ac)s-GP 0.3 mM for indicated time. The cyclins proteins
was analyzed by immunoblotting. The result shown is one data set representative of three

independent experiments.

Fig. 2. Time course of (Ac)s-GP treatment on CDKs expression in C-6 glioma cells.
Cultured cells were treated with (Ac)s-GP 0.3 mM for indicated time. The CDKs proteins
was analyzed by immunoblotting. The result shown is one data set representative of two

independent experiments.

Fig. 3. Time course of (Ac)s-GP treatment on CKIs expression in C-6 glioma cells.
Cultured cells were treated with (Ac)s-GP 0.3 mM for indicated time. The CKIs proteins
was analyzed by immunoblotting. The result shown is one data set representative of three

independent experiments.

Fig. 4. Time course of (Ac)s-GP treatment on Rb, phospho-Rb expression and E2F/Rb
association in C-6 glioma cells. Cultured cells were treated with (Ac)s-GP 0.3 mM for
indicated time. Cell lysates prepared and immunoprecipitation were performed with
specific antibodies against E2F. The proteins was analyzed by immunoblotting. The result

shown is one data set representative of three independent experiments.

Fig. 5. Time course of (Ac)s-GP treatment on p53 and phospho-p53 expression in C-6
glioma cells. Cultured cells were treated with (Ac)s-GP 0.3 mM for indicated time. The p53
proteins was analyzed by immunoblotting. The result shown is one data set representative

of three independent experiments.

Fig. 6. Flow cytometery analysis of C-6 glioma cells. C-6 glioma cells were incubated with
0.3 mM (Ac)s-GP for indicated times, then washed and harvested. The cells were fixed with
80% ice-ethanol and stained with propidium iodine and DNA concentration was analysis by

flow cytometery.



