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% 1 qRT-PCR ETHZEIHSI

EIE/E Bl 7]l
C-myc-5 CCGAGCCCCTGGTGCTCCAT
C-myc-3 CTTGAGGACCAGTGGGCTGTGAGG
Sox-2-5 CAGCCCATGCACCGCTACGACG
Sox-2-3 CACCGAACCCATGGAGCCAAGAGC
Oct4-5 CCAAACGACCATCTGCCGCT
Oct4-3 GGTTGCCTCTCACTCGGTTCTC
Nanog-5 CTCTCCAACATCCTGAACCTC
Nanog-3 GGTTCCCAGTCGGGTTCAC
Klf4-5 CCAGAGGAGCCCAAGCCAAAG
KIlf4-3 CAGCCGTCCCAGTCACAGT
Albumin-5  CACAAAGATGACAACCCAAACCTCC
Albumin-3 ~ GGAGTTCCGGGGCATAAAAGTAAG
GAPDH—5 ACCCAGAAGACTGTGGATGG
GAPDH-3  TCTAGACGGCAGGTCAGGTC
Foxc2-5 GCCTAAGGACCTGGTGAAGC
Foxc2-3 TTGACGAAGCACTCGTTGAG
E-cadherin-5 TGCCCAGAAAATGAAAAAGG
E-cadherin-3 GTGTATGTGGCAATGCGTTC
N-cadherin-5  ACAGTGGCCACCTACAAAGG
N-cadherin-3 CCGAGATGGGGTTGATAATG

Fibronectin -5 CAGTGGGAGACCTCGAGAAG
Fibronectin -3 TCCCTCGGAACATCAGAAAC

Vimentin-5 ~ GAGAACTTTGCCGTTGAAGC
Vimentin-3 ~ GCTTCCTGTAGGTGGCAATC
Snail-5 CCTCCCTGTCAGATGAGGAC
Snail-3 CCAGGCTGAGGTATTCCTTG
Twist-5 GGAGTCCGCAGTCTTACGAG
Twist-3 TCTGGAGGACCTGGTAGAGG
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Hep3B 1) 1 35 %44/ 10% FBS ) DMEM,
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W 2 mL,96 FLARAEFL 100 L 559K . 40 K & 80%
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The Effect of TGF-B1 on Gene Expression Related to

Stemness on Liver Cell Line Hep3B
SU Hong , HU Ben, XU Ke, HE Qian , YAO Chao , QIAN Chen, LIU Li
(Xin Yuan institute of Medicine and Biotechnology, School of Life Sciences,
Zhejiang Sci-Tech University, Hangzhou 310018, China)

Abstract: Studies have shown that TGF-81 can induce the source of many cancer cells and normal epi-
thelial cells place EMT, and its function changes. This study is TGF-81 on the role of hepatocellular carci-
noma cell line Hep3B. The authors detect the TGF-8" influence on Hep3B cell proliferation by CCKS8, as
Hep3B with TGF-81 treatment for six days, and detect the gene experssion proflie that related to EMT and
stemness by gqRT-PCR. The results show that: TGF-81 has no inhibitory effect on the proliferation of
Hep3B cells; Hep3DB cells experience TGF-81 treat after having no significant change in their EMT gene
experssion, but TGF-81 up-regulates Hep3B cells stem-related gene expression, and down their differenti-
ation genes expression. This suggests that TGF-81 to a certain extent affects the liver stem cell line gene
expression, but not necessarily the prerequisite for EMT to occur.

Key words: TGF-betal; Hep3B; EMT; stem cell gene
(EE4EE: FEIL)



