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The Anticancer Effect of PD98059 on Breast Cancer Cells

CHEN Min, ZHONG Gang, ZHENG Hong-bing, PU De-min, WAN Fang, GUAN Yan-mei( Department of
Obstetrics and Gynecology, Tongji Hospital Affiliated with the Tongji Medical College, Huazhong University of
Science and Technology, Wuhan 430030, China )

ABSTRACT Objective To study the anticancer effect of PD98059 on human breast cancer cell lines. =~ Methods
Human breast cancer cells MCF-7( ER + /PR + ) and MDA-MB-435s( ER-/PR- ) were treated with 50 pmol + L PD98059 for 1
h, and the mRNA levels of AP-l1and cyclin D, , apoptosis and the cell cycle of the cancer cells were then assayed with RT-PCR,
AnnexinV/PI method and color flow cytometry,respectively. ~ Results PD98059 was shown to exert striking inhibitory effect on
the mRNA levels of AP-1 and cyclin D,. It also promoted apoptosis and blocked the G,/S cycle conversion of both kinds of

cancer cells.  Conclusion PD98059 was shown to have dramatic antineoplastic effects on human breast cancer cells and may

become a potential chemotherapeutic drug for breast cancer.
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In Vitro Biotransformation of Lidocaine in Human Liver Microsomes
ZHANG Shun-guo, TANG Yue-nian, LI Fang ( Department of Pharmacy, Xinhua Hospital Affiliated with the
Shanghai Second Medical University, Shanghai 200092, China )

ABSTRACT Objective
Methods

To set up a method for assaying the in vitro biotransformation of lidocaine in human liver

microsomes. The concentration of human liver microsomes ,the incubation time and the concentration of lidocaine





