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WE B/ WK B-wFExTAF % MGC-803 mit BALB/c #2 & & T #4455 £ i 8] i 41 (epithe-
lial-mesenchymal transition, EMT) & & a5t 483 L 4T Ak, i B & MGC-803 wm fini:4F T R
BT R EASABAER , Ry A AT R (A 40) ek st B 20 (5-FU 48,25 mg/kg) \B-2a F Bt & 7 =
20(100 mg/kg) &7 &20(50 mg/kg) , 7408 R, BMEF4%,H01 K, £ MNHBH10 8, TRLERE
L g8 R, S A & it S aF 2 ¥ PCR & Western Blot ikt ml #4155 7 EMT £ & A AR &4 E-45 56 %
& (E-cadherin) . {] i & 4= &4 N-4546% & (N-cadherin) . 4 % B T Snail vA & B fis BLULEE 3-3% & ( phos-
phatidylinositol 3-kinase,PI3K) . & & 15k fis Bt ILEZ 3-34 B4 (phosphorylation of phosphatidylinositol 3-
kinase,p-PI3K) | £ & B -7 & B % B ( serine/threonine kinase, AKT) . Bk Bt 1L 22 & B2 - 75 & BR K B
(phosphorylation of serine/threonine kinase,p-AKT) #9 &k, &R LSAA A LE 5-FU 44 B-4 F Bt
BKATEE T ~11 A BB R 4% (P <0.05),N-cadherin. Snail .p-AKT.p-PIBK & & % mR-
NA %k %4&(P <0.05) ,E-cadherin & & % mRNA ki A% (P <0.05), &t B-taFEtsl § 55 49 g
A A IR AE R, AR TR S TR B & e e ed PIBK/AKT 43 53888, 47 B J& 40 i EMT A %
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Effects of B-asarone on Epithelial-Mesenchymal Transition of Gastric Cancer in Nude Mice WU
Jian, ZOU Xi, CHEN Min, LIU Shen-lin, and ZHANG Xing-xing Central Lab, Affiliated Hospital of
Nanjing University of Chinese Medicine, Nanjing (210029 )

ABSTRACT Objective To observe the effects of B-asarone on epithelial-mesenchymal transition
(EMT) of human gastric cancer MGC-803 cells in BALB/c nude mice,and to study its possible molecular
mechanism. Methods Gastric cancer MGC-803 cells were subcutaneously inoculated to nude mice for
preparing transplanted tumor model. Totally 24 nude mice were then divided into the negative control
group (model), the positive control group (5-FU,25 mg/kg), the high dose B-asarone group (100 mg/
kg), the low dose B-asarone group (50 mg/kg), 8 in each group. Corresponding medicines were adminis-
tered to rats in respective group by gastrogavage, once per day for 10 successive days. The mice were
sacrificed at the end of the intervention, and the tumor inhibition rate was calculated. The expressions of
E-cadherin, N-cadherin, Snail, phosphatidylinositol 3-kinase ( PI3K), phosphorylation of phosphatidyli-
nositol 3-kinase (p-PI3K), serine/threonine kinase (AKT), phosphorylation of serine/threonine kinase
(p-AKT) were detected by Real-time PCR and Western Blot. Results Compared with the model group,
the volume of transplanted tumor was obviously reduced in 5-FU group and B-asarone groups from day7
to day 11 (P <0.05). Protein and mRNA expressions of N-cadherin, Snail, p-PI3K, p-AKT decreased,
and protein and mRNA expressions of E-cadherin increased in 5-FU group and B-asarone groups (P <
0.05). Conclusions B-asarone could inhibit proliferation ability of gastric cancer cells, and its mecha-
nism might be associated with down-regulating PI3K/AKT signal pathway of gastric cancer cells and re-
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straining EMT of gastric cancer cells.
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tion; PI3K/AKT signal pathway
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2o TR IR FRIDEE, WH (%) = (1 = V!
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NA #4752 E & PCR &, SI#FFIINZ 1.,

F1 3190551
4 At KR
(bp)
B-actin  Ili#:5'-CATGTACGTTGCTATCCAGGC-3’
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E-cadherin  Fii#:5'-GGTGCTCTTCCAGGAACCTC-3’
Fii#:5'-GGAAACTCTCTCGGTCCAGC-3’ 196
N-cadherin  Fi%:5'-TTTGGGGAGGGGTAAAAGTTC-3’
Ti:5"-R: AAGAAACAGGCCACCCCTTT-3 96
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T i#:5'-GCCCTCCCTCCACAGAAATG-3'
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R3 SUABMRANRLEARBKEEILE (x+s)
215 E-cadherin N-cadherin Snail AKT p-AKT PI3K p-PIBK
e 0.152 +0.020 0.471+0.022 0.346 +0.036 0.774+0.019 0.678 £+0.042 0.77 +0.04 0.434 +0.026
5-FU 0.645 +0.067 * 0.210 £0.079* 0.222 +0.039 * 0.729 £0.057 0.252 +0.041* 0.77 +0.03 0.153 +0.007 *
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0.300 +0.024

*0.722 £0.053
*0.732 £0.086
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0.78 +0.04

0.398 +0.041 "
0.510 +0.019 "

0.207 +£0.018 "
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Snail 29 kD
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p-PI3K 85 kD
PI3K 85 kD
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