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Effect of ERK pathway inhibitor U0126 on cell cycle of leukemia K562 cell lines

GUO Xiao PAN Ling Department of Hematology the Second Hospital of Hebei Medical University Shijiazhuang 050000 China

Abstract Objective To study the mechanism of extracellular signal-regulated kinase

ERK pathway

inhibitor U0126 on cell cycle of K562 cell lines. Methods The mRNA and protein expressions of ERK  Cyc-
lin D2 Cyclin E in and P27 K562 cell lines after 10 pmol/L U0126 treatment for 12 24 and 72 h were detec-
ted by RT-PCR and Western blot respectively. The cell cycle was determined by flow cytometry. Results

The mRNA and protein expressions of ERK Cyclin D2 and Cyclin E in K562 cell lines after U0126 treatment

were decreased while those of P27 were increased. The percentage of cells in G,/G, phase was increased and

that in S phase was decreased. All data mentioned above showed significant difference between the K562 cell

lines before and after U0126 treatment P <0.05 . Conclusion U0126 possibly affects cell cycle regulating

proteins by ERK pathway and eventually inhibits the proliferation of K562 cells.
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