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Abstract: Objective To investigate the effect of LAGI1 longevity assurance homologue 2 (ILASS2) over-
expression on apoptosis and autophagy signaling pathway in HepG2 hepatocellular carcinoma cells and the
possible mechanism. Methods HepG2 hepatoma cells were used in the study,and were diveided into negative
control group,empty vector group(infected with recombinant adenoviruses Adv-GFP) and experimental group
(infected with recombinant adenoviruses Adv-LLASS2-GFP). After 48 h of infection, total RNA and protein
were extracted from each group,and the changes of LASS2 mRNA and protein expression levels were detected
by quantitative real-time fluorescence PCR (qRT-PCR) and Western blot; the growth and proliferation of
cells were examined by the CCK-8,and apoptosis was detected by flow cytometry in each group. The expres-
sion levels of apoptosis-related proteins (BCL2,Bax) ,autophagy-related proteins (SQSTM1,LC3A/B,Beclin-
1) and AMP-activated protein kinase(AMPK) a/mammalian target of rapamycin 1(mTORC1) signaling path-
way proteins (t-AMPKa, p-AMPKa, t-Raptor and p-Raptor) were detected by Western blot in each group. Re-
sults Compared with NC group and Adv-GFP group,the relative expression levels of LASS2 mRNA and pro-
tein were significantly upregulated in Adv-LLASS2-GFP group (P<C0.001),and the flow cytometry results in-
dicated that overexpressed LASS2 promoted apoptosis in HepG2 cells (P <{0.001); Western blot results
showed that Adv-ILASS2-GFP group,the relative expression levels of BCL2 and SQSTMI1 proteins were sig-
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nificantly down-regulated compared with NC group and Adv-GFP group(P <C0. 001) ,and the relative expres-

sion levels of Bax,Beclin-1 and LC3A/B proteins were significantly up-regulated (P <C0. 001). The ratio of p-

AMPKa/t-AMPK and p-raptor/t-raptor were significantly increased (P<C0.001). Conclusion

Overexpressed

[LASS2 may induce autophagy and apoptosis in HepG2 hepatoma cells through regulating of AMPKa/

mTORCI signaling pathway.
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