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ERK activity in cellular interphase and mitosis
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Abstract: [Objective] Through the investigation of ERK activity in cellular interphase and mitosis in
response to EGF,the cellular physical characteristic were measured. [Method) COS7,Hela-H2B and Cho-
EGFR cells were cultured. After cells were treated with or without nocodazole,interphase cells and mitotic
cells were obtained. Then treated with or without EGF and AG1478, the cells were collected and lysated re-
spectively. The protein expression was detected through SDS-PAGE and immunoblotting. [Result] After
the cells were stimulated with EGF, EGFR phosphorylation in cell interphase and mitosis was increased.
And it was found that ERK phosphorylation in cell interphase was higher than that in cell mitosis (P<C
0. 05). EGFR phosphorylation was affected by the dosage of EGF stimulation but ERK phosphorylation al-
most not. And under the same condition, ERK phophorylation in response to 1 ng/mL EGF was not signifi-
cant compared with that in response to other concentration of EGF(P>>0. 05). EGFR activity was signifi-
cantly inhibited by 0.5 pmol/L AG1478. Next the results showed that ERK phosphorylation of Hela-H2B
cells was inhibited in response to 0.5 pmol/L AG1478. Nevertheless,only 2. 5 pmol/L was the concentra-
tion of AG1478,ERK phosphorylation in COS7 cells was significantly inhibited. [Conclusion] EGF-media-
ted ERK phosphorylation in cell interphase is higher than that in cell mitosis. Down-stream ERK phospho-

rylation are affected after EGFR activity is inhibited, the results of which are different in different cells.
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