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Effect of FGF21 in TGF-f Signaling Pathway of HepG2 Cells
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ABSTRACT: OBJECTIVE To study the effects of FGF21 on relative proteins and mRNA expression involved in
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TGF-B/Smads signaling pathway. METHODS Detect the protein expressions of TGF-B1, TGF-B R1I, Smad 2,3,4,7 of HepG2
cells with Western blot and detect the mRNA expression of TGF-B1, TGF-B R1II, Smad 2, 3, 4, 7 of HepG2 cells with Q-PCR.
RESULTS The expressions of the protein and mRNA of TGF-B1, TGF-B R1l, Smad 2, 3, 4, 7 varied with the different

concentrations of FGF21(P<0.05). CONCLUSION FGF21 might inhibit tumor by promoting TGF-f signaling pathway in the
expression of signaling molecules or receptors, or by decreasing the blocking molecules of this signaling pathway.

KEY WPRDS: FGF21; HepG2 cells; Smad
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1 ngmL ™" [ RIANE S, {HEE FGF21 WJE(1, 5, B FGF21 W2 (1, 5, 10, 20 ng-mL )40 hn
10, 20 ng-mL ™) hN i f1(P<0.05), Smad 7 Bi  (P<0.05), Smad 7 B FGF21 ¥ J& 54 i ifi B& %
FGF21 ¥R &4 hnim PR (P<0.05) . 25 UL 1 Fik 1. (P<0.05). &5 ILK 2 Fik 2.
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TGF-BI £
&
TGF-B RII 5
S B e
Smad 2
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Smad 3
Smad 4
£
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Smad 7 3
=]
g
actin —— m m —— —— &

BEl1 FF FGF21 %E T, %éﬂﬁﬂﬁé@ TGF-B1, TGF-BRII,
Smad 2,3, 4,7 & B &k

Fig1 The protein expression of TGF-B1, TGF-B R1II, Smad
2,3,4,7 with different concentrations in HepG2 cells

2.2 RJ] FGF21 #E F, Q-PCR Jy i il # 4141 : S
Jf3f¥) TGF-B 1, TGF-B Rl , Smad 2, 3, 4, 7 ¥} mRNA £ £
AL POCIICIIGIN

#£ N\ HepG2 411/ifi mRNA %k, TGF-B1 i o (¥ (¥ ¥

FGF21 WK EE3 I i #4K(P<0.05), TGF-p R ILFA El2 T FGF21 KE T, &4 28Kt TGF-B1, TGF-BRII,
FGF21 R BER I 3 b (P<0.05), Smad 2/3, B g 05 3 4 745 mRNA 3k

FGF21 ¥ & 59 fin i 5% hn (P<0.05), Smad 4 £ 0 Fig 2 The mRNA expression of TGF-B1, TGF- R1II, Smad
rlg'rl’lL_l 51 ng-mL_l MEL, mRNA FiEmgE, H 2, 3, 4, 7 with different concentrations in HepG2 cells

#z1 FFFGF21 WE T, &4 MMM TGF-p1, TGF-B R, Smad 2, 3,4, 7 & A & &
Tab 1 The protein expression of TGF-f1, TGF- R1II, Smad 2,3,4,7 with different concentrations in HepG2 cells

W /ng-mL™! TGF-B1/actin TGF-B R 1l /actin Smad 2/actin Smad 3/actin Smad 4/actin Smad 7/actin
0 2.31+0.04 0.26+0.02 0.38+0.02 0.32+0.03 0.33+0.02 2.41+0.04
1 1.42+0.04 0.52+0.02 0.73+0.03 0.61+0.03 0.31+0.02 1.35+0.07
5 0.78+0.03 0.79+0.04 0.92+0.04 0.88+0.03 0.37+0.01 0.95+0.03
10 0.44+0.02 2.13+0.04 2.21+0.03 2.29+0.04 0.42+0.02 0.69+0.03
20 0.30+0.03 3.30+0.04 3.22+0.04 3.3+0.04 0.67+0.03 0.51+0.03

£2 AR FGF21 WET, &4 41 TGF-1, TGF-p R, Smad 2, 3, 4, 7 #§ mRNA £ ik
Tab 2 The mRNA expression of TGF-1, TGF-B R1II, Smad 2, 3, 4, 7 with different contrations in HepG2 cells

W /mg-mL™! TGF-B1/actin TGF-B Rl /actin Smad 2/actin Smad 3/actin Smad 4/actin Smad 7/actin
0 10.16+0.10 1.04+0.02 2.8440.02 2.09+0.03 1.99+0.03 11.93+0.09
1 6.8+0.06 3.98+0.04 4.01+0.03 4.204+0.03 1.96+0.02 6.41+0.03
5 3.26+0.04 6.18+0.06 5.98+0.03 5.52+0.06 2.21+0.03 3.08+0.03
10 2.12+0.03 9.84+0.08 8.27+0.04 8.93+0.06 4.05+0.03 2.7+0.03
20 1.12+0.03 12.06+0.09 12.56+0.08 13.84+0.06 6.02+0.04 1.22+0.03
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