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ABSTRACT Objective: To investigate the effect of fibroblast growth factor 21 (FGF-21) on hepatic stellate cell-T6 (HSC-T6) and
the mechanism of its action. Methods: Culturing HSC-T6 with 1640 medium supplemented with 10% fetal bovine serum and 1%antibi-
otics (penicillin-streptomycin). HSC-T6 were randomly divided into five groups: control group, model group (20 mM, ethanol), low dose
FGF-21(LFGF-21, 0.5 pmol/L), middle dose FGF-21(MFGF-21, 1.0 pmol/L) and high dose FGF-21(HFGF-21, 2.0 wmol/L). The mRNA
contents of a-SMA, Collagen I , MMP2, MMP9 and Notch2 were determined by Real-time PCR. The protein levels of a-SMA, Colla-
gen [, MMP2, MMP9 and Notch2 were determined by Western blot. The protein levels of IL-18 and TNF-a were measured by ELISA
kit. Results: The levels of a-SMA, Collagen [ , MMP2, MMP9, IL-13, TNF-a and Notch2 in the model group were significantly higher
than those in the control group (P<<0.05), and those in the treatment group decreased significantly compared with the model group (P<<0.05).
Conclusion: FGF-21 can inhibit the expression of Notch2 and inflammation, and then inhibit HSC activation to attenuate hepatic fibroge-
nesis.
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1.2.1 dpapiEss 54018 HSC-T6 4HA T 1640+10 %J4 4 Il
HHEFREL 37 'C 5% CO, W FRAR R % . 43 M IE 7 % IR 4]
(Control)  fEi#12[ (Model 20 mM Z, AN BRI 12 h) K] &
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Fig.1 The levels of a-SMA and Collagen [ in five groups

A.The transcription level of a-SMA in five groups. B.The transcription level of Collagen I in five groups.

C.The western blot of Collagen | and «-SMA in five groups.

Note: **P<0.05, compared with control group; ##P<0.01, compared with model group.
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Fig.2 The levels of MMP2 and MMP?9 in five groups
A.The transcription level of MMP?2 in five groups. B.The transcription level of MMP9 in five groups.
C.The western blot of MMP2 and MMP9 in five groups.

Note: **P<0.05, compared with control group; #P<0.01, compared with model group.
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Note: **P<0.05, compared with control group; “P<0.01, compared with model group; “P<0.05, compared with model group.
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