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ERK inhibitor synergistic with bufalin induces K562 cells’ apoptosis
WANG Su, ZHANG Xiao-jing, LIU Yun-peng, HOU Ke-zuo, LUO Ying, LIU Shi-zhou ( Department of Medical Oncology
the First Affiliated Hospital, China Medical University, Shenyang 110001, China)

Abstract; Obijective

inhibitor PD98059 and bufalin on the apoptosis of K562 cells. Methods

To observe the synergistic effects of extracellular signal regulated kinase ( ERK)

The percentage of viable cells was

determined by trypan blue exclusion. Cell apoptosis was examined by morphology and (low eytometry, and the

bel-2 protein was measured by western blot analysis. Results

ERK inhibitor alone inhibited the proliferation

of cells, downregulated bel-2 protein and induced apoptosis of K562 cells; bufalin was proved to have synergis-

tic effect on the PD98059-induced apoptosis, and downregulated bel-2 protein markedly. Conclusion

PDY98059 has synergistic effect with bufalin to induce the apoptosis of K562 cells, probably by the mechanism of

bel-2 protein downregulation.
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2.2 PD98059 5] ¥4 4 R % 5 K562 4w e Jf) =

25 pmol/L PD98059 F10. 25 pmol/ L B 0g 5 b ik B K562
A0 ~72 h A UL A T 50,100 wmol/L () PDIBOSY
Gh TN 24 IR WL T 5005 wmol/ L (r A b 52 40 B i 5 A4
FETRRF (e () 45 L 08 T 4 88 B, 24 500,100 pmol/ L PDYBO59 52
I M0 T SE R S (P <0.05) . {ETF—4 00 L, Y
50,100 pwmol/L PDI8059 5 0. 25 pwmol/L Wk 3 75 HIF, A
TS (P <0.05) (£2) .

F 2 PDIR05Y thEHER RiFS K562 4ARAT (x£5) % |

PEITIE fi]
A1
24 h 48 h T2 h

o 4| 2.5+0.9 3.2+1.1 5.0£2.3

PDI 3.01.4 3.5+1.9 7.5+1.4
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