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Fig.3 Cell cycle analysis of the cells by FCM
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Fig. 5 Analysis the expression of p-ERK1/2, Cyclin D1
and Cyclin E
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Effects of Overexpressing pl4™™" on The Proliferation

in Human Melanoma Cells”

PENG Li-Xia, ZHANG Wei, LIU Hui-Tu™ » HE Da-Cheng, GAO Ping
( Key Laboratry of Cell Proliferation and Regulation Biology of Ministry of Education.,
College of Life Sciences Beijing Normal University, Beijing 100875, China)

Abstract ARF can induce cell cycle arrest or apoptosis. By using the A375 cell overexpressing p14** as a model,

the molecular machanism of cell cycle arrest by ARF was studied. It was indicated that overexpressing pl4**

resulted in G1-phase and G2-phase arrest. In the A375 cells overexpressing pl14*™, the level of p53, p21°* and
p27"" was upregulated, but the protein lever of p-ERK1/2, Cyelin D1 and Cyelin E was inhibited. The results

ARF
4

indicated that pl induced the cell eycle arrest of A375 not only in a p53-dependent way. but also in coopration

with the ERK signal transduction pathway.
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