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Inhibition of Hela cell proliferation by LKB1 through AMPK signaling pathway
LIANG Xiaoyan,WANG Pilong,TAO Xiaohong
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[ Abstract]Objective ; To observe the inhibitory effect of LKB1 gene on Hela cell proliferation and to investigate the underlying mech—
anism. Methods : Hela cell lines lacking LKB1 expression were cultured in vitro and were transfected with liposome mediated LKB1
plasmid. Stable Hela cell lines constitutively expressing LKB1 protein were established by using G418 antibiotic selection pressure.
Cell cycle profile and phase distribution were analyzed by flow cytometry. Protein levels of phosphorylated Rb, proliferating cell nu-
clear antigen(PCNA ) ,adenosine monophosphate activated protein kinase « (AMPK «) and phosphorylated AMPKa were analyzed by
Western blot. AMPK inhibitor Compound C was also used to examine the effect of AMPK inhibition on cell proliferation. Results :
Hela cell lines expressing LKB1 protein were successfully established. Constitutive expression of LKB1 in Hela stable cells led to a
delayed G1/S transition,accompanied by a decrease in Rb phosphorylation. Reduced expressions of PCNA and elevated phosphoryla—
tion of AMPKa were also observed in Hela stable cells. Besides,the expression of PCNA was greatly increased in Hela stable cells
treated with AMPK inhibitor Compound C. Conclusion ; Expression of LKB1 protein in Hela cells inhibited cell proliferation,which is
mediated by LKB1 induced AMPK activation.
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Fig.2 Morphology of Hela cells stably expressing LKB1 vectors

2.3 LKBI1 #8% % ik 3t Hela @ i 2m 88 41 449 %5 v

TSN IEARAGI 25 5 R | 5 R 40 AH L, LKB1 &
PRI G Y 1) Hela 20 G 1 HH LA B L1 I i S B L 451 B
T FEAG (P<0.05, 18] 3), BLWATE Hela 4R E LKB1 ik
RERSANTE G1/S Fedte M4t R WIS 28 G111,

80 ' Gl oSmG2/M
0

Mock LKB1

3 R AREN Hela 40 A i 40 A E A
Fig.3 Cell cycle of Hela cells detected by flow cytometry
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Fig.5 Protein levels of total AMPK o and phosphorylated
AMPK « in Hela cells detected by Western blot
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