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Abstract

AIM: To investigate the correlation of the expres-
sion of transforming growth factor-p1 (TGF-f1)
and mothers against decapentaplegic homolog 2
(Smad?2) with the carcinogenesis and tumor pro-
gression of human gastric cancer.

METHODS: Western blot and real-time PCR
were used to detect the expression of TGF-$1
and Smad2 protein and mRNA in 45 cases of
gastric cancer and matched normal gastric mu-
cosal tissues.

RESULTS: The positive rates of TGF-B1 and
Smad2 protein expression were significantly
higher in gastric cancer than in normal gastric
mucosa (77.8% vs 33.3%, 73.3% vs 26.7%, both P
< 0.05). The positive rates of TGF-1 and Smad2
mRNA expression were also significantly higher

in gastric cancer than in normal tissue (88.9%
vs 35.6%, 84.4% vs 31.1%, both P < 0.05). The
protein expression of TGF-B1 and Smad2 was
correlated with pathological grade, lesion depth,
lymph node metastasis and vessel invasion.

CONCLUSION: Overexpression of TGF-1 and
Smad2 may play an important role in the devel-
opment and progression of gastric cancer.

Key Words: Transforming growth factor-g1; Moth-
ers against decapentaplegic homolog 2; Gastric
cancer
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Fik: KRR )k & G ¥ i (Western blot)F= 52 Bt
S ZPCRAM 4545 B & L0 L7 R AR B B 4047
TGF-B1. Smad2% & ZmRNA# £ ik, 4 B
FATRR L, AL Lk —F Rk 8 £ Shit
TG F .

SR TGF-BlEFBAR FRMEEKLRS
77.8%(35/45), f& EF AL F 433.3%(15/45),
B E 2R 2 % (P<0.05); Smd2E G £ F
o 4L 4P At Rk R A 73.3%(33/45), JEIE
AP H26.7%(12/45), — KB B X
#3+(P<0.05); TGF-B1. Smad2 mRNAZZ §
2027 P AP R ik B 5 5] 488.9%(40/45)
84.4%(38/45), ¥ 8% & T E% 41 42(P<0.05).
BB PTGF-Bl. Smad2% @ o) & ik 5 %
BB, RIEARE. KREEHS, RERL
#8% (P<0.05).
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VORARR) 120 V(53X E1R). 8% 73 B RATSDS-
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REW kY B b, 23 I BBTREREBEL & 750)F1
B-actinFAPT(FHRE L] 1 3 000), IR B
2-3 h, 4 CHFE A TBSTEEPE20 min X 37K, Ji
AN PUFREREL & 1000), iR EIFES)2 h,
TBSTEYE20 min X 37k, ECL R, W% F g
O, Ve R E SR Quantity One 3BT % 4% i
IKFEAE, LhB-actiny A2 U545 41 2R AR 36
by
1.2.2 Real-time PCR#&MTGF-B1/Smad24 I
F A TRIZOAIREUALZUMRNA, JiHE 5N
cDNA, JFHCHI R VAR R, H S NI A 384-Well
Clear Optical Reaction PlatefNy, 5341164~ FL3J N
A —FE PR AN R i 1 S AR B B S
Y E R AL, K n5eAEf1384-Well Clear Optical
Reaction Plate & A\ 7900HT ¢ ) & BPCRAXH, 1%
UNR AR S B 46 F A TP CRY ¥ AN 9% ' s (7 44
2442 95 °C 1 min; 95 °C 15's, 60 C 60 s, 40
;60 °C 15 s, 2Jr95 C 15 ). 96 B 4
MR 2 B IR [0 A CHETH R ANREA H 3
DA 2 IR AE, b A CHE R AR IE R SN =4 1) 75¢
TAFLIA B 5 58 AL I 1 S5 VAT PR 4L
it b N SPSS16.03E1T 4801,
P<0.05 G2 5. il =%k Fimean+SD
TR, VR R R OR.
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2.1 TGF-B1/Smad2% & & B JZ40L% ., B L4
4G ok B 45 B R R T GF-B1
E 356 (FHPE R 77.8%), 1EH 41404 1541
(BHT:%33.3%); Kt Smad2# (13351 (FH MR A
73.3%), 1EHALZU RS H 12481 (BH P 426.7%).
A4 TGF-B1. Smad2 FBH 2 3%
TFIE®HAL(P = 0.000), H5IE®4ALMLIL,
TGF-Bl. Smad27E B ZUFE i If R I8 Bk
I3 L3915 (P<0.01). 3.36%(P<0.01, K1, 2).
2.2 Real-time PCR#M Z TGF-B1. Smad2. 34K
B P 45 FKF TGF-B1 mRNA7E45H]H
P 1 23 HE 401510 (88.9%), 1E W AL4Uh I 16
#1(35.6%); 45615 jE 412 Smad2 mRN A
38151(84.4%), 1FH A2l H14451(31.1%). 5 1E
WAL, BREAZITGF-Bl. Smad2 mRNA
FHME R 2% T IE W 41282 = 0.000), TGF-1.
Smad2. Smad37E B 42U T Rk G
Iy IR 3 545 (P<0.01). 2.6£%(P<0.05).
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3L
TGF-BEE KRt . DhRe I 2 IR
KRR EA R, HLhEHETGF-p1. A&
A F-(growth differentiation factor, GDF).
‘B IE& KA HEH(bone morphogenetic protein,
BMP). ik F(activin)2s. TGF-BRR T x4
MBE5E . b= e m, B R R E . s
SEFE R B 10 T ORI B 45 )y T e 4 T A
P TGF-B R 505 i b7 8 5 2 oA [R) 28 (1
R RS ARG Al RAEAE R, JErh I8k 225
R (Ser) Wl 8 52 44, 11284 A S5 2 W2 (T hor) Wi 24
AR, T A AE S A SRR S TR 2 AR R
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TGF-B1H 115 T 3 I m RN AT HE 1 K s
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KA REY, Bt Smad2ik
FIBAPERR N 73.3%, W3 T 1E & 4 21 (P<0.05).
Smad2 mRNAPHPERIEK- A 84.4%, 1FH 4L
H31.1%, 1IEH AL PRI Smad& 1. mRNA
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