e 12 - ElfrtblE#4% 2021 £ 1 A% 42 4% 1 ¥ Int ] Lab Med,January 2021, Vol. 42,No. 1

X
FiEdaAn HepG2 SMBEXNEB S ERITANHMA AN H G R

Mo, E—R, EEF,. LT . NWEE K
A RFEFHERKFTR, KRS K 132013

M E:BHH B @ HepG2 shikthatam o g sh 24 A e A Hm A L hud . ik #h
B 0 e, HepG2 5 A £3% B O ISPk, R A AR 54T B8 52 & & PP i % (Western blot) % 7
ot AT SR, Wik 5T R 0 i HepG2 k33 75, R R e J %) JR 52 B8 s B 3 < dm L3 78 4% ) 09 v R
JA Transwell St Lt mp Tt B AW Hwm; R AR X B> L@ AR T, RAESHERLEE
PCR #& | 52 B 20 A= 5 B8 2069 20 it J8) 1 % & (Cyclin D) @ i A 41 & G R #i bkt 888 % & & 1(CKS1) B # & 2
JEJE-2(Bel-2) \Bel-2 #8% x & 8 (Bax) 893t Rk K-F, ER RIS I ibik2iF Western blot 53 ,CD63
Fo CD9 ¥ A & B, B KD E 30~100 nm, BB AIET ., SxFBars, FRaemigmiidg,
JB AR NI w0 Gl % 42, G2 H3E K ;Cyclin D,CKS1 #= Bax 48 3F & & K-F 3 LA, Bel-2 484 &34 K
PR, BEI® B HepG2 shibkid it 3% Cyclin D.CKS1 & B % 42 & 4 Je )8 #1, 3% Bax.Bcl-2 A B
74 a0 T, T A L 38 A A i AL AR D RATHAE R,

KERIE bRk FE@ie HepG2; @i @AH; @A

DOI:10. 3969/j. issn. 1673-4130. 2021. 01. 003 FEZESES RI35.7

XEHS:1673-4130(2021)01-0012-05 MHktRERD:A

Effects and mechanism of hepatic cancer cell HepG2 exosomes on their growth behavior”
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Abstract:Objective To investigate the effects of exosomes from hepatic cancer cell HepG2 on cell prolif-
eration, migration, cell cycle and apoptosis and try to explore its mechanism. Methods The exosomes of he-
patic cancer cell HepG2 were extracted by differential centrifugation,and identified with nanoparticle size ana-
lyzer,electromicroscope and Western blot. The effects of hepatic cancer cell HepG2 exosomes on their prolif-
eration were evaluated with cell scratch test;the effects of HepG2 cells exosomes on their migration ability
were estimatied with transwell experiment;the cell cycle changes were recorded by flow cytometry;the rela-
tive expression levels of cell cycle regulatory genes Cyclin D, cycline dependent kinase regulatory sulaunit 1
(CKS1) and B-cell lymphoma-2 (Bcl-2), Bcel-2 related x protein (Bax) were detected with real-time fluores-
cence quantitative PCR. Results The extracted exosomes were subjected to Western blot experiments. Both
CD63 and CD9 had bands,the particle size was 30— 100 nm,and the electron microscope morphology was nor-
mal. Compared with the control group,the cell proliferation rate of the experimental group was higher than
that of the control group,and the tumor migration ability was significantly improved;the cell G1 phase was
shortened,and the G2 phase was prolonged; the relative expression levels of Cyclin D, CKS1 and Bax in-
creased,the relative expression level of Bel-2 decreased. Conclusion The exosomes of HepG2 can shorten the
cell cycle by regulating Cyclin D and Cks1 genes,and inhibit apoptosis by regulating Bax and Bcl-2 genes,thus
promoting the proliferation and migration of HepG2 cells.
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