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Inhibition of periplocin on human hepatoma carcinoma and breast carcinoma
cells in vitro
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Abstract: Objective To discuss the effect of periplocin on the proliferation of the breast carcinoma MDA-MB-468 cells and
hepatocellular carcinoma HepG2 cells in vitro. Methods MTT method was used to examine the proliferation of MDA-MB-468 and
HepG2 cells, and flow cytometry was used to observe the effect of periplocin on cell cycle of the two kinds of tumer cells. Results
Compared with the control group, periplocin could obviously inhibit the proliferation of two kinds of cells, and the inhibitory rate
was positively correlated with drug level and action time. By flow cytometry, it was found that after 24 h treatment, periplocin
induced cell cycle (G¢/G,) arrest in MDA-MB-468 and HepG2 cells . Conclusion Periplocin could inhibit the proliferation of the
breast carcinoma MDA-MB-468 and hepatocellular carcinoma HepG2 cells, and block their cell cycle in Go/G, phase.
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Table 1 Inhibition of periplocin on proliferation of breast
carcinoma MDA-MB-468 cells (x +5,n=6)

F5/ FHI/%

(ngmL™) 24h 48h 72h
1.25 0.2+0.3 1.940.3 32402
2.50 46+03" 412037  61+037
5.00 861047  95+02"  98+03"

10.00 11.9+03" 164403 2024127
20.00 1854237 27.0+23" 3554347

[l —fE IR, 5 — R b TP<0.01

at the same time, P <0.01 vs former dosage
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Table 2 Inhibition of periplocin on proliferation of
hepatocellular carcinoma HepG2 cells
(x+s ,n=6)

F4t/ng-mL ™ 2/ %
24 h 48 h 72h
1.25 43413 74404 6.5+03
2.50 5.740.3 9.1+04"  103%03"
5.00 97+1.0% 1224067 193407
10.00 12.0+1.1 17.74£0.5™  347+1.0"
20.00 2824087 3672207 358+24

[E—fERI A R, SRR E: “P<0.01
at the same time, " P<<0.01 vs former dosage
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Table 3 Distribution of periplocin on cell cycle of breast
carcinoma MDA-MB-468 cells (x +s,n=3)

4% FE/(ngmL™") Gy/G, 31 GyM ]
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AL "P<0.05
P < 0.05 vs control group
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