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[ Abstract ] Objective: To investigate the migration of SMMC-7721 hepatocarcinoma cells induced by
total paeony glucosides (TPG) and its impact on vascular endothelial growth factor ( VEGF ), cyclooxygenase
(COX) -2 expression. Method: SMMC-7721 cells were cultured with culture solution as blank group and TPG in
different concentrations (200, 400, 600 mg -L.~") for 24 h in vitro. Inhibition on proliferation of cells was assessed
by MTT assay. Cell migration was detected by wound scratch assay. COX-2 mRNA expression was detected by RT-
PCR. VEGF protein expression was detected by Western blot. Result: Compared to the blank group, the
proliferation of liver cancer SMMC-7721 cells were significantly inhibited by TPG in a concentration-dependent
manner (P <0.05). The cell migration ability was inhibited (P <0.05), the expression of COX-2 mRNA and
VEGF protein decreased in the TPG groups. Conclusion: TPG could inhibit the growth and migration of liver
cancer SMMC-7721 cells. Its mechanism may be realated to downregulating the expressions of COX-2 and VEGF.
The fingdings provide theoretical and experimental basis for the development and clinical application of TGF in
treating liver cancer.
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3P WA TR, WU R RN, B B
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Bl % (I Wf: 5'-ATCTACCCTCCTCAAGTCCC-3'; R
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K JE. 708 bp); B-actin 5| ¥ ( L ¥iF: 5'-TGCTG
TCCCTGTATGCCTCT-3"; F i : 5'-TTTGATGTCACGC
ACGATTT-3' ;314 B Bt K JiF . 208 bp) . PCR JZ [ 4%
P O AS P, 94 °C 2 min; @25, 94 °C 30 s;
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2.6 ZiteEsrtt R SPSS 19.0 Geit #4443,
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Table 1 Effects of total paeony glucosides on proliferation of
SMMC-7721 cell(x +s,n=3)
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ZEH - -
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5 v 0]k 2 ) S B I U, L v R A AR TR ) 4
oz Fhla. WKL,

A B C
E 15 G

H
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Fig.1 Effects of total paeony glucosides on scratch experiments of SMMC-7721 cell
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A, ZSTI4 B, FRAS A 200 mg- L 415 C. R4 ST 400 mg- L' 4l
D. #RA7 84 600 mg-L "4 (& 3 [[)

B2 FAZ2F SMMC-7721 @il sh VEGF EARZEWE
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Fig.2 Effects of total paeony glucosides on expression of VEGF
protein in SMMC-7721 cell(x +s,n=3)
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Fig.3 Effect of total paeony glucosides on mRNA of COX-2 in
SMMC-7721 cell(x +s,n=3)
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WFIE W], COX -2 FEVFZ Il an - B o AR I 45
S P Y R #E 3k, COX -2 7 AT 40 i 2 vt ok
ZRmEE" . AR Rl R E S, &
W ARAT BAT R F AT SMMC-7721 45 , T #5155
/T2 Hdl, XA R 2 HA 24 h )5
COX-2 mRNA Rk w17 L #, 45 R 45 25 4 COX-2
mRNA F R84S A AR, T DUE 52 R AT S 17 B
A REAR 9 40 MR RS 8 0 i /E T, JEAL I T e S
# COX-2 mRNA 354 %,

JibJEE 4 fE AR S 43 W 4 A= K I F ( VEGF,
bFGF,PDGF %) {3 5 1 & 4 K", VEGF fig %
AR A firb e 0L %) 2B, DT A2 0 9 1 8 5 N R
2 A K B — R FRE LUJS , A6 FF B MO A Bk
I8 Ok £ 41 8 3% 4 0 R A0S, A o R A0 I 43 B 1Y
VEGF %5 fi 1k 1 58 A2 g B 7 0 1 T, i i 20 280
R AE B Al A R R KO R B RS
VEGF J2 i I i i 38 A i R A= 28 5% 6 o 2 o 11 56
RIZR DA I A S0 560 38 o 0 2 A7 B 4R 25 4 s A
AMLrh ) VEGF R (RN AT OB 25 R R, AR AS
ST B 5 10 ) I SMMC-7721 4 A= K 5% %, 3L
MLEI AT fE 5 i VEGF IRk X,

BASCHEARE ", COX2 5 VEGF %1k 2 [ 2
IEAER &R, COX-2 RENE i i 9 of VEGF i) 33k
i [[BY, VEGF X T LA I8 COX-2 323k, 1
T B — AN TE 55 19 26, 0 ) 00 38 o 98 ot 45 24 B, AR
SCOR WE AT 0 45 R D AR AT B AT BE 2l ok T i
COX-2, VEGF {3 ik >k 410 il JFF 968 200 B () 185 58 R0 3E
B ,F T COX2 5 VEGF £k Z R IE M LA,
A AR A S BT 1) 1 — 20 I 5 4 B e AR i A
S0 A
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