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Abstract

AIM: To investigate the effect of Genistein on
epithelial-mesenchymal transdifferentiation
(EMT) induced by transforming growth
factor-pB1 (TGF-Bl) in human pancreatic cancer
cell line Panc-1, and to explore the mechanism of
Genistein inhibiting invasion of Panc-1 cells.

METHODS: Panc-1 cells were treated with
TGF-B1 and Genistein (0, 1, 25, 50 umol/L), and
those treated with PSB served as controls. Tran-
swell chamber assay was performed to deter-
mine the invasion ability change of Panc-1 cells.
Reverse transcription-polymerase chain reaction
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(RT-PCR) was used to estimate the mRNA ex-
pression of vimentin and E-cadherin. Western
bloting assay was used to measure the protein
expression of E-cadherin. Cell structure was ob-
served by microscopy.

RESULTS: TGF-l obviously promoted EMT
and invasion abilibty of Panc-1 cells. Not only
the invasion ability but also EMT induced by
TGF-Bl were significantly inhibited by Genis-
tein in a dose-dependent manner. The number
of Panc-1 cells was larger in 0 pymol/L Genis-
tein group than that in the control group (99.16
+ 11.30 vs 65.46 £ 8.99, P < 0.05). Genistein at
concentraion of 50 pmol/L down-regulated the
mRNA expression of vimentin and up-regulated
the mRNA and protein expression of E-cadherin.
The characteristic morphology of EMT was re-
versed.

CONCLUSION: Genistein can inhibit TGF-p1-
induced invasion of Panc-1 cells remarkably,
which may be one of its anti-invasion mecha-
nisms.

Key Words: Genistein; Pancreatic cancer; Invasion;
Transforming growth factor-p1; Epithelial-mesen-
chymal transdifferentiation
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VEME IR A0 M . BRI R A2 A T SANBE L
AR RR I, BEALPAT B3N ENR. 12 2%
IR(%) = [0 R 2H 2 158 At i £k - 205 24 21 o s 4 i
O/ IR ZF T A1 2] X 100%.
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J¥ Genistein, % MLH; 7748 h. 41 L HI F574 IPBSYE
33k, & AR AR G20 [20 mmol/L Tris-HCL,
pH7.5, 0.1 mmol/L Na;VO,, 25 mmol/L NaF, 25
mmol/L B-glycerophosphate, 2 mmol/L EDTA, 2
mmol/L EGTA, 1 mmol/L DTT, 1 mmol/L PMSF,
2 mg/L leupeptin] F &40, 8 75 2404 40 Mo ),
4°C 12000 g 021 h, & FIE-70°CORAE. % 1)
Wis SR e 5 R, IS0 g/L SDS-2R NN
P Jle B i P vk Ay B L, S B H R
PVDF 5, HI5%MBAE Y3 TBS T4 £ 14 h,
AT 4005 PLE-cadherin, B-actin 4'CHFH L
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B 1 GenisteinXTGF-B1IESPanc- 1S IUHVFZIA(EER x 400). A: Panc—141fiY; B: TGF-B1LFRALIN; C: Genistein(25
pmol/LY/GFT4H; D: Genistein(50 umol/L)/GT7T4H.

&= 1 GenisteinyiPanc-14BR{EZ2IAVEIM (10 ug/L TGF-BI)

Genisteinsfl£

paxi:l HARITEL HDHIER(%)
(umol/L)

TENRA 65.46 +8.99 =

TGF-p1RIEE 0 99.16+11.30° 0

ars 148 1 94.45 +14.11 4.75

ars 248 25 95.36+12.36  3.83

B34 50 46.63+7.68 52.97°

P<0.05 vs WIRAH; °P<0.05 vs TGF-B1RIEIA.

antisense primer(5'-AGG GCA TCC ACT TCA
CAG-3"690 bp. E-caderin: sense primer(5'-CGC
ATT GCC ACA TAC A-3'), antisense primer(5'-
CGT TAG CCT CGT TCT CA-3")502 bp; LA K
B-actinlZ, sense primer(5'-ATC ATG TTT GAG
ACC TTC AAC A-3")antisense primer(5'-CAT
CTC TTG CTC GAA GTC CA-3"), 318 bp. PCR
P &At: A8 PE94°C 1 min, B 4k55-57°C 1 min,
FEAH72°C 1 min, FEFR31K. K15 g/LEIRBHEER
BT 505X TBERHIUKAE T, HU10 nLy 3474
51 pL 6 X EAREMWIR G I LR, HIK(10 mA,
100 V)45 Wi, 455K I FlourChem V 2.0%4¢ /1 1%
BT A F(America) 73 7. SEIR T AI3IR.

1.2.4 SABALE: R A AL 3 HUE 7748 W,
MHEZ A5, H55(10 X 4065) ML -4 .
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