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Abstract: Objective To explore the possible molecular targets and signaling pathways of THSWD on delaying
growth and proliferation of BALB/c 3T3 Cells. Methods 3T3 cells were transfected with bFGE overexpression
lentivirus, bFGF silencing lentivirus and were either treated with PD98059 to block ERK upstream pathway.Then we
investigated the effects of THSWD on cell activity, cell cycle, and the expressions of bFGF, ERK1/2 and p—ERK1/2
in 3T3 cells. The concenteation of THSWD drug— containing serum in culture medium was 20% . The cells were
cultured for 48 h. Results Compared with the normal control group, the activity of 3T3 cells in THSWD group was
decreased (P<0.01) , the percentage of cells in GO/G1 phase was increased (P<0.05, P<0.01), and the
percentage of cells in S phase was decreased (P <0.05, P<0.01). THSWD downregulated the gene expression of

KimEE: 2020-11-02

EEEN: 2T, B, EERaEOE A, i 22T R 557 T 258, Email: 403345368@qq.com. L[S —1EE: Tk, 7,
WEgEA:, W57 he5E e IR S RZ5 P, Email: 1248594532@qq.com. MAEVEE . VI3, 2, W1, BIMFSER, BF9007m . hehs /SZII
PL2ERESY . Email: drjiangyong@163.com,

BEEUWH: | AY RS H FIH (2015A030313349)



FHBA S ARBE202F6 AF 32556 . 807 -

bFGF and ERK1/2(P <0.01) and reduced the protein expression of bFGF and p—ERK1/2 (P <0.05, P<0.01). The
difference in protein expression of ERK1/2 was not statistically significant (P> 0.05). Compared with the bFGF
overexpression group, the activity of 3T3 cells in bFGF overexpression+ THSWD group was decreased (P <0.05) ,
the percentage of cells in the GO/G1 phase was increased (P <0.01). The difference of cell percentage in S phase was
not statistically significant (P> 0.05). THSWD downregulated the gene expression of bFGF and ERK1/2 (P <0.01)
and reduced the protein expression of bFGF and p—~ERK1/2(P <0.01). The difference in protein expression of ERK1/2
was not statistically significant(P>0.05). Compared with the PD98059 group, the activity of 3T3 cells in PD98059+
THSWD group was decreased (P <0.05), the percentage of cells in the GO/G1 phase was increased (P <0.01), and
the percentage of cells in S phase was decreased (P <0.01). The difference in gene expression of ERK1/2 was not
statistically significant (P> 0.05). In addition, the difference in protein expression of ERK1/2 and p—ERKI1/2 was
not statistically significant (P >0.05). Silencing bFGF lentivirus showed no affects on 3T3 cells maybe because the
special sequence of bFGF or the shortage of silence techniques. Conclusion THSWD could reduce the expression of
bFGF. Subsequently, the expression of p— ERK protein of ERK signaling pathway was decreased.Finally, the
proliferation of 3T3 cells was retarded.

Keywords: Taohong siwu decoction(THSWD); bFGF; ERK; BALB/c 3T3 cells(3T3); overexpression; PD98059
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KGP603) . B fiy 1 i 71 (it5 . KGP602), 414 [
YL L3 AW A 7] 5 Cytobuster™ Protein Extraction
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g, EIETERTIRAL, 3T3 4L SEH & 10% 864 15 1
DMEM &0 15 55 5L 055 9% BI04 BT 50% ) Fdk 7
Sl Horb, IERXT ALK 3T3 i & 10% 16 4R

MR DMEM b L I EE 9 48 h Je, FLAS
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20% 1 H 4 K BRI 1Y 35 77 FE AR 2135 57 48 h; bFGF
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Figure 1  bFGF overexpression lentivirus infected the 3T3 cells
(x40)
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0.05

2 Bk mYiz (THSWD) 3T bFGF i ik 3T3 4 A iE 1%
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Figure 2 The effects of THSWD on cell viability in bFGF

overexpression 3T3 cells(x =5, n=3)
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B, MRer Uiz S Wy FeFE{IK, bFGF jd ik S (P>0.05)., S1E# MBI, bFCF i Fik4H Al
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B3 HMi% (THSWD) Xt bFGF i3 5ki% 3T3 HBEIHARI RS (« =5, n=3)
Figure 3 The effects of THSWD on cell cycle in bFGF overexpression 3T3 cells(x =5, n=3)
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Figure 4 The effects of THSWD on related gene expression in bFGTF overexpression 3T3 cells(x =5, n=3)
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Figure 5 The effects of THSWD on related protein expression in bFGF overexpression 3T3 cells(x s, n=3)
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Figure 6 bFGF silencing lentivirus infected the 3T3 cells(x40)
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Figure 7 The effects of THSWD on cell viability in 3T3 cells
treated by PD98059(x 5, n=3)
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