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Growth-inhibiting Effect and its Molecular Mechanism of Polyprenols
from ginkgo biloba on Breast Cancer Cells MCF-7 in vitro

DING Xiang, HUANG Xiao-fang , ZHANG Ying-hui®
( Department of Pharmacy, the 181" Hospital of Chinese People’s Liberation Army, Guilin 541002, China)

[ Abstract | Objective; To study the growth-inhibiting effect of polyprenols from Ginkgo biloba on breast
cancer cells MCF-7 in wvitro and the related molecular mechanism. Method: Polyprenols were extracted by
preparative Reversed-phase high-performance liguid chromatography ( RP-HPLC). The growth-inhibiting effect of
polyprenols from Ginkgo biloba on breast cancer cells MCF-7 was evaluated in witro. The polyprenols with best
antiproliferative effect was screened and figured out. The influence of polyprenol P3 (5, 10, 20 mg -L™") on
mitotic cycle and apoptosis of MCF-7 cells was analyzed with flow cytometry. Result: Ten polyprenol monomers
were obtained by preparative RP-HPLC, and were orderly named P1, P2, P3.---.- P10. The best effective growth-
inhibiting on MCF-7 cells was P3 with IC,, of 10. 32 mg -L.~'. At low concentration, its mechanism appeared to be
delaying on G,/M of mitotic cycle, and at high concentration to be inducing cell apoptosis. Conclusion :
Polyprenol P3 from Ginkgo biloba could inhibit growth of breast cancer MCF-7 cells in witro. Its molecular
mechanism is linked with delaying on mitotic phase (G,/M) and inducing cell apoptosis.
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Uniform Design for Optimizing Proportion of Effective Components

from Panax Notoginseng and Crataegus pinnatifida Bge.
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(Jilin Academy of Chinese Medical Science, Changchun 130021, China)

[ Abstract ] Objective: To explore effective way to optimize the proportion of effective components from
Panax notoginseng and Crataegus pinnatifida Bge. Method; According to table U, (6*) in uniform design, mice
were divided into 6 treatment groups, the ratios between flavonoids of Crataeguspinnatifida and total saponins of P.
notoginseng were 200: 15, 100:1. 875, 50:30, 25:3.75, 12.5:60, 6.25:7.5 (mg-kg™') accordingly. The

treatments lasted for 5 days. Then, survival time of mice were evaluated by two models, isoproterenol injection
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