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Tetif1Z STGC3 £ RE &KL
CNE2 ZHA8 R 1R F RUE LI TR 5 -

IE O Ok WM ¥ O ksE

(FEAEEE IRIIT T, fiPH 421001)

R A

FEE  STGC3 FEPH &N e B K IR OCIE R, i WA 00 (A b S0 B T 285 L6 W], STGC3 DK AE CNE2 S WA e 41 i 22 v
Feik, ATU]RANE CNE2 /K385, SR Tet/pTRE-STGC3/CNE2 A1 B Rt TR B2 T, LU )% 2% (Dox)i% 5 STGC3 %
I, W STGC3 FEF iR iA b CNE2 #R AN i 152, H4R 1 IE T se/EFILHL. 32 RT-PCR. 4 (1 i E I % 4
PEM LT, M mRNA FIEE (5K, A HrR L8 STGC3 FER 7k s I =X 41 B ASCRG: I 6% et Jg 2H 258 P Jigga 4
ST BB T R U= 07k, KRR AU T AH S EL 1 Bel-2 A Bax [f4RL. WFR S 278, STGC3 B ARIA
FEEAL T AN, Dox 7S STGC3 KK 7E Tet/pTRE-STGC3/CNE2 4l & 461k, Tet/pTRE-STGC3/CNE2 411 it 5 £ il
PP RS2 2 WA, SR LR, BRI M . KR IO AT R, Bax B ARIAH G, Bel-2
BARIKWD, 250 W2 (P <0.01). Mk i sEIGwFn g -5y kst sz i 45 | —3,  BE—2BF W STGC3 JEHI%THih

T A A R AT I £ .

KA B, STGC3 LM, #El, Tet-on FMERIERS

FRSHHES  R73-3, R730.231, R739.6

£ 1 9 (nasopharyngeal carcinoma, NPC)7E 1H:
FRZEE W, A3 E w7 5 28 5 WX
R AR e, UL LA . AR T A
. wmHE LB AR, AT E R BN, B
e TR A S PR M ORI 6 22 55 10% 10 S M s
B R, IR o s AR SR, A S A
e R YLK 3p. 9ps 73 M 11q ZEIX IR A A
A PEEE D (loss of heterozygosity, LOH)P 7. 1%
SoZk RPN, BRI AL AR P TT g 5 X L X
WAL 2y B DR B SE A O, IR e ik
DRI Ry 3k, AT T 4 ] e 410 1 3% A0 g 4 e
T8 2] i JE DRV 97 1) H . STGC3 P2 ATt
U NPC E850% LOH 7 /5 3p21 [X 48k [¥) ESTs
HF, B A NPC #1582 X (GenBank %
K5O AY078383), AHFRAMNEFEEDN, K4 e T
Qettfk 3p21, JITIRHELHE(ORF) A 438 bp,  Zi it
N1 146 DNEIERA G > T REZN 16 kus
B a2 R E A . STGC3 HHE A 1
AMEIALAT A, 1 AN B C(PKO) B AL AT AL,
1 AN O BRI i, 3 AN R S IR AL 7

AL 1ANERGEE A G 45k (laminin G domain)®.
A A A SE IO 5T 25 R i oR, STGC3 & i &
ik, ATEH AN CNE2 412k K, R B SER AT
RE A —ANH 1K) NPC A 126 1987 J DR OO AIF 5 R H
Teton Wi ¥ R %, F H ©C &k Ih & 2
Tet/pTRE-STGC3/CNE2 41l il #5 74, DL 5k ) 5 %
(Dox) %55 STGC3 M ik, W42 STGC3 A
7 CNE2 (1) i 2210 B UK A SOR R 52 - 953 4
SCOTRENLH, B2 AR B UE STGC3 JE A 4l
FAVERL.

1 ARSI

1.1 #8
1.1.1 41jg. CNE2. Tet/pTRE/CNE2 Fl Tet/pTRE-
STGC3/CNE2 3 41 NPC 4l it &%, CNE2 A{LEIA
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STGC3 4 Al AR 73 Ak 6 R b B2 40 i o 40 T &%
Tet/pTRE/CNE2 A % 35 44 4l Jfl &2, Tet/pTRE-
STGC3/CNE2 A% H )4 &, DA Ak A
SRR, 2 G418 ik . WS, T
pTRE-STGC3 FI pTRE %% 4% Tet/CNE2 41 ffd, £
R, TEMEY%E, Dox ik B i oL i)
1.1.2 #El. 3~4 U HETE Balb/e #EL 24 K, 1y
B R B E S S L (FUR S IES h
SCXK(¥) 2003-0003). 1777 T~ SPF w2, frfs
24 h R, #A.

1.1.3 514, B 5134 Primer5.0 ¥il, HK#E
KAV AT AR STGC3, L5114 57 CGGGAT-
CCATGGTTCTTGTTTCTTAT 3', 514 5'GC-
CCCAAGCTTTTAGAGTAATAAAAGATTTC 3’ ,
P18 P ) K FE A 460 bp, B-actin, _EiiF 514 5
GGACCTGACTGACTACCTC 3', Fii514) 5’ CA-
TACTCCTGCTTGCTGAT 3', 48 /=4 K J&F K
553 bp.

1.1.4 P55 T 2R, =R Taq BEAT ANTP I [ |
WAE T AEY AT, AMV WS &4 B Promega
AT, R AR RS TREA W) 7 i, TRIzol
X 77 Al RPMI 1640 4 H Invitrogen 7 7], DNA
Marker DL2000 4 K& R AW A F =0, s R
(doxycycline, Dox) & Roche 24 w77, SPF 2 #
B ZETE R B RHIR D R A BR A\, SR BtA
STGC3 Z wlEfuiA b LAY A wl %, &
P APk Bel-2, Bax 4 Santa Cruz 2 &) 77 s S-P
G2 AR G A A LB AR AR 2 ] = i

1.2 A&

1.2.1 4005597, RPMI 1640 (& 10%#7 424 i)
RigRdk, 37°C, 5% CO, MIAIGEE I A AL B B
FEAARE TR, 3 BT BN AR K4 i, 0.25%
()1 B A, AT B0 5 T PBS BE 14k,
20 JEH PBS A, IRAR, R R AN A
WS AR 2GRS, amEa
£, RSN AR B 1107 4 /ml.

1.2.2 #REEERN LS. M SEI0 70 T RO TE b gk
17, 24 LR BENL > i 4 41, R4l e M, 70l
3 CNE2 4] . Tet/pTRE/CNE2 4] 1 Tet/pTRE-
STGC3/CNE2 4, #% 41 M Dox 20 mg/kg I & iE
BF, R 1 RAESM,  Tet/pTRE-STGC3/CNE2 4H
CGEAR PBS JEIRES, &R 1IRBS). ¥ Lk 3
Rl g o Y 5 5 5 Sk e B WRET B 40 i v, LA

02ml/ 2, BRI 2x108 4~/ B, #ERFH R A S K
T, EMERRBISTEBSAK, KE, LW
g

1.2.3  HERARN SIS, BER 1 IR, Al B R b
I H AL R B TRD . 3R 1 ) R R A T RS AR OK
AN, AP RFREREAAE, H 0~125 mm
& AR R RO A% AR 1 5 K ELAR (L) A i /N L
BWy, HAEBAR V=W x L x 0.52 5
PRF. 0980 2 (%)= B M 4L R - YL AR o) /
AR I HEx100%.

1.2.4 AR A L HE Qe i, W& P A K BAk 7
ST E MR AL, DIMm K, JERE 2~
3mm, LL70%. 80%. 90%-. 95%-. 95%. 100%-
100%B6 BEWTRS ik, —FZEM, &, Al
M, Ylh, HE Qth, Hhimsg, 4.

1.2.5 - RT-PCR il BURE AR 4127 200 mg,
AL S RNA, #1F %8 TRIzol #1422 RNA #1F
W BRAEAT . oy B HLAS A A R A0 21 RNA 2 g,
F% AMV 100 37 S5l 5 S B 20 R 3EAT RT [ M. BA
STGC3 JEPA 1) R 5| E 4T PCR 9748, v 5%
0. 95°CAEYE 5 min, 94°C 1 min, 56°C 50 s,
72°C 1 min, 30 MEH, 72°CLEM 5 min. F 1%/
e e B KA STGC3 FE K] 460 bp 11 H 1177
W), UL B-actin A N Z [, KL #5415 bR 41 21
STGC3 %X mRNA Fik /K-

1.2.6 H [ ER RS I, HOHRE BB AR 2 21 200 mg,
PR SV M 2 1 2 5 B EE BN 1 mil 24086
(0.1 mol/L NaCl, 0.01 mol/L Tris-HCl pH 7.6,
0.001 mol/L EDTA pH 8.0, 1 mgL Leuptin,
100 mg /L PMSF), )& K42 HE 1, BCA
EEAFUER. B S0 wg SR, 100°C, A2 5 min;
10% R N BER eI vk, 100V, 1.5h; HFRE SR
MR LT HE 2 90 V, 1.5h; 5% Whky =i 3t 141,
P 1h: PRI 11 100), 4°CHEW: TBS-T
Vel x 3 K U CEPif 11 500) HRP frid, =
JRFE 1 h; TBS-T VB x 3 ¥k; ECL A% 1 min;
X HAEE 1min, $EH, B, @ W, WK
ORI R STGC3 2 A EIE K.

1.2.7 AHMR TR E . o B A 4 418 Rk
JZ, I RN R, 75% R e,
MR L A 1x10ml PR A7 T 4°CHRp . PLYD, &
TG A, D 0 A R T A e, T
0 T .

1.2.8 G 21 R4k 2 5 v G WU R R A R 4 2R
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STGC3. Bcl-2 fil Bax HFRIA. U 4 4 HEJR 41 28
PRAEIWEARSE DI R, 4 um, #RAEPERZSH SP
AU AT, —PUTAEWRE N 11100, DAB
B, EHERAE. DLO A0 BRE R R BE X
P PBS S8 M A — PR BV XS L Bk U] B AL
S A, JfR G PIPS-2020 /& M
FERARELE SO AT R GE, AT R AR CEFIR
JGIE) 73 HT.

1.2.9 Zib2# M. N 4o it 2% 8 44F SPSS10.0 for
Windows H' one-way ANOVA #E4T ELE 20 #T, HE
P<0.05, AESAGIFEX.

2 & R

2.1 FF STGC3 £E S RIEF CNE2 AR R 4
1 A 928 B9 2 i

CNE2. Tet/pTRE/CNE2 Al PBS % % (1
Tet/pTRE-STGC3/CNE2 4il fu2ll, 7EH: )5 e 3

O

(©] 6

v(tumor)/cm?
w
T

REK B2 He. T 20 mgkg Dox 75 3 [
Tet/pTRE-STGC3/CNE2 4 a4, WIZESE 5 KA
TSR, i FLAS AR R A R 5 I R e LA 3 21 2%
12, T2 4 FINARBURIE & 0] 8/ HAh 3 4P <
0.05) (£ 1), WEHEK 43.8%, HIEHENA 100%. JE
Bk BUAE K h 4 7R, Dox 5% STGC3 mi#Rik,
AT CNE2 7681 BRI AE KB (B 1),
AR ISR 2, I, 4 41 24 A RE M
i TE K.

Table 1 Comparison of mass and volume of the
transplanted tumors in nude mice

Groups v(tumor)/cm®  m(tumor)/g

CNE2+DOX 4923 +0.895 2.86 +0.83

Tet/pTRE/CNE2+DOX 4.126 +1.310 2.76 £0.73

Tet/pTRE -STGC3/CNE2+PBS 3.884 +1.483 2.72+0.73

Tet/pTRE -STGC3/CNE2+DOX 2.320 £0.621 1.74 £ 0.66

t(inoculation)/day

Fig. 1 Comparison of the growth condition of the transplanted tumors in nude mice

(a) The nude mice of the four groups. (b) Comparison of the transplanted tumors. (c) The growth curves of the
transplanted tumors. | and @ —@: CNE2 cells induced by Dox; [l and O—O: Tet/pTRE/CNE2 cells induced by
Dox; Il and A—A: Tet/pTRE/CNE2-STGC3 cells induced by Dox; IV and ¥—V: Tet/pTRE/CNE2-STGC3 cells

induced by PBS.
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22 BERBHEEESENE

4 BRI ALY R 38 Wos R AR oAb etk 4 i
S, Y AR R B ()99 BR R A% 2 4 FNmg IR YE IR AL
20 mg/kg Dox %55 f) Tet/pTRE-STGC3/CNE2 41 Jifd
KANERR—3, WMARRAE AN, R,
BAZEH B A oy 2R S A B A 3 2K
b, LT 2, WEIRIEAE 2 (K 2).

(a (b)

Fig. 2 H&E staining of the tumors formed in nude mice
(a) CNE2 cells induced by Dox. (b) Tet/pTRE/CNE2 cells induced
by Dox. (¢) Tet/pTRE-STGC3/CNE2 cells induced by PBS. (d)
Tet/pTRE-STGC3/CNE2  cells induced by Dox.

The original

magnification was 400x.

2.3 BB FBIEME STGC3 EE mRNA FikKFHY
ol

RT-PCR il 45 R 27k 20 mg/kg Dox 5 5 1)

/l 2 3 4 5 6 7 8 9 10 M

2kb

1 kb
750 bp

500 bp

100 bp

Fig. 3 Dox induced a high level of STGC3 mRNA
expression in Tet/ pTRE-STGC3/CNE2 cell line

RNA was harvested from tumor tissue of the nude mice and RT-PCR
was performed using STGC3- and B-actin-specific primers. n=6 for each
group. 1,3,5,6,8,9: Nol,2,3,4,5,6 nude mice of Tet/pTRE-STGC3/CNE2
cells induced by Dox group; 2: CNE2 cells induced by Dox group; 4, 7:
Tet/pTRE/CNE2 cells induced by Dox group; 10: Tet/pTRE-
STGC3/ CNE2 cells induced by PBS group; /7: DNA marker DL2000.

Tet/pTRE-STGC3/CNE2 41 fiy 41 , STGC3 & [A]
mRNA 7= £ ik, i £ CNE2. Tet/pTRE/CNE2 }%
PBS i# & ff] Tet/pTRE-STGC3/CNE2 #H fitu 4 ,
STGC3 mRNA KiEHL (K 3).
24 BERBEE STCC3 EA FRFIEKTayHEN
BTN E5 R 7R 20 mg/kg Dox 55
f] Tet/pTRE-STGC3/CNE2 41 iy 41 STGC3 & H
FIEBH M, o 20 STGC3 & 1 R ik 5 Mt
(K 4).

S STGC3
— T — T <— |} .l

1.4}
1.2}
1.0
0.8F
0.6
0.4}
0.2

STGC3 expression
relative to B-actin

1 2 3 4
Group

Fig. 4 High STGC3 protein levels are present in Tet/
PTRE-STGC3/CNE2 cell line treated with Dox
Protein was harvested from tumor tissue in nude mice, and Western
blotting analysis performed using anti-STGC3 and anti-B-actin
antibodies. Relative STGC3 expression was determined by densitometry
relative to a B-actin control. /: CNE2 cells induced by Dox; 2:
Tet/pTRE/CNE2 cells induced by Dox; 3: Tet/pTRE-STGC3/CNE2
cells induced by PBS; 4: Tet/pTRE-STGC3/CNE2 cells induced by Dox.

25 ERBEEARATE

o X 40 B AR W A g T . Dox i R 11
Tet/pTRE-STGC3/CNE2 #1 41l A8 ¥4 1= % b (11.4 =
1.2)%, 1M Dox i 5 ] CNE2. Tet/pTRE/CNE2 L/
J PBS %55 ) Tet /pTRE-STGC3 /CNE2 ZH (i T
Ay H(2.540.8) % (1.5+0.6)%F1(1.7+1.2)%, SE
A A 3 XA TR E LT, ZRAR
HMEP < 0.01) (H 5).
2.6 STGC3, Bel-2 fl1 Bax EH AR RBEEA
LarpgFRIx

Hee UL 2 L R 20 mg/kg Dox 15 S [
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Tet/pTRE-STGC3/CNE241 g 4l STGC3 & 131k fH S Bax Ik N (P < 0.01), Bcl-2/Bax {8 F&AK
P, FEEN TN, X4 STGC3 Erkix (K6, %£2).
SR STGC3 M m#IA, FE Bel-2 Rk

- CNE2.LMD PMT4 Lin DIPLOIDCYCLE gy 0 TRE.LMD PMT4 Lin DIPLOID CYCLE
@) ) SLSO| Mean GI=81.5 SLSO| Mean G1=81.6
¥ CV G1=10.8 A CV G1=9.3
500} x % G1=30.7 600k % G1=35.7
Mean G2=154.8 Mean G2=146.8
L % G2=0. L % G2=4.
5 A (0.0-0.1) 5 480 (43-5.4)
@ % $=69.3 ,g % $=59.5
E 300+ (68.9-69.8) El 360+ (57.0-62.1)
= 924G1:91§s399 = 92401:91§7199
% Tot=98. % Tot=99.
© 200+ ’ © 240t AP(;)PTOTAPEAK
APOPTOT.PEAK APOPTOT.PEAK
Mean=60.2 Mean=59.4
100 Vo108 120F V94
% Tot=1.7 % Tot=0.9
D.1=0.738 v : D.1=0.729
[ = —— | ChiSq.=7.9 o Lb=—ud ~ATiE T Chi Sq.=4.2
32 64 96 128 160 192 224 256 CellNo=30000 32 64 96 128 160 192 224 256CellNo.=30000
PMT4 Lin PMT4 Lin
GT10-6-1.LMD PMT4 Lin DIPLOID CYCLE GTRE-1.LMD PMT4 Lin DIPLOID CYCLE
(c) 660 (d) 480
SLSO| Mean G1=70.4 SLSO|  Mean G1=81.8
A o B
550 I 400f ou
|| l Mean G2=126.6 | Mean G2=148.9
| ! (/:VG(233:162.2 CVG(232:12.5
L % G2=4. E % G2=1.9
5 440 (4.4-4.8) 5 320 (1.5-2.3)
@ % S=62.2 —qié % $=65.0
S 3301 (61.6-62.9) E 240} (63.3-66.7)
= G2/G1=1.799 = G2/G1=1.820
3 % Tot=97.0 3 % Tot=88.3
2201 APOPTOT.PEAK 160 Chi Sq.=7.0
APOPTOT.PEAK APOPTOT.PEAK
110} Vet 80f P
% Tot=3.0 " % Tot=11.7
e D.1=0.702 : o, D.1=0.708
o! 4 Yorrie oo Chi Sq.=13 [ = e, 7 Chi Sq.=2.6
32 64 96 128 160 192 224 256 CellNo.=30000 32 64 96 128 160 192 224 256 CellNo=30000
PMT4 Lin PMT4 Lin

Fig. 5 Flow cytometry analysis of the cells from the tumor tissue formed in the nude mice
(a) CNE2 cells induced by Dox. (b) Tet/pTRE/CNE2 cells induced by Dox. (c¢) Tet/pTRE-STGC3/CNE2 cells induced by PBS. (d)
Tet/pTRE-STGC3/CNE2 cells induced by Dox.

Table 2 The effect of STGC3 to Bcl-2 and Bax expression in tumor sections

Optical density
Groups
Bcl-2 Bax Bcl-2/Bax
CNE2+DOX 48.6 + 7.6 16.2 £3.6 3.00
Tet/pTRE/CNE2+DOX 474 + 6.1 142+ 1.5 3.34
Tet/pTRE-STGC3/CNE2+PBS 494 + 6.4 156 £2.4 3.17
Tet/pTRE-STGC3/CNE2+DOX 19.2 £ 3.7 514+ 115 0.37

x xS,
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(a) (b)

Fig. 6 Immunohistochemistry analysis of tumor sections
(a) and (b) STGC3 expression. (c¢) and (d) Bcl-2 expression. (e) and (f)
Bax expression. (a), (¢) and (e) Tet/pTRE-STGC3/CNE2 cells induced
by PBS. (b), (d) and (f) Tet/pTRE-STGC3/CNE2 cells induced by Dox.

The original magnification was 400x.

31 i

STGC3HE: PRl 2 AR 5256 %5 T v B 11— A S W i AH
FEBER, AT 3p21, 42K cDNA 4 1271 bp,
TEHC SEHE D 438 bp,  gmh—ANHH 146 N ILFR 4L
B 3R R 16 ku AR (150, FRAT TR A SE 56
WFRas AR, STGC3 75N 2 Bl il i L 213 &
K, TR SRR SR S A R R A Tt 8 B
I e L SVl A P N 8 SIS vl A
AT RES 2P MR R A R ARG, %I R G i A 11 T
SENL T HIRZ S, $E5 STGC3 Al fig 55 41 i 7 24
B e HE R e S OB 0 AT IE SR DY BR &
(tetracycline, Tet) J& K K18 R4, Mg 1 &%
STGC3 HEPK 2 IA 1 CNE2 411 5, %40 Mo 2
FILTE 56, SRR R, A ST — 2 A
PR R F5 T STGC3 i & IA X CNE2 #4 i 8
AL

Az e BN, RN, Dox i %
STGC3 JE[A4F Tet/pTRE-STGC3/CNE2 4 Jifl & v 4%
ik, ff CNE2 4 (¥ sess 1k B A, SRIA Fe e Bk (]
W SR B A K 8. A K i 2 o, STGC3 ZERAE

i ggg A R AR RS, (R B IR g — 20 R
Jig, ICAIR E P 32 488 i B R 21 25 BE D) v
BEM S Won,  SEIG AR 41 oK N E AR —EL i
MURRRAR /N, RS LBk, g B A 2 240
WERRIEINIEE 22, LT 28U %, I3 KL Bk
Mg, ARAeSE AW I, 41N, AN
DRI SR AT s ARG, 3o BRI, (HASRE
SEAIEE, R R ERERE—ANZERNS S
(10995 BRI PR AN 4 R0, SIS TSR I, AR K
AT BT R T E A S T R A
(RIECAE, Bel-2/ Bax HWAEAR 41 0 #¢ Bel-2/ Bax Lt
EET MM o K AT, Bel-2/Bax LA nf /F
R — T T S PR T Fi bt AAE 5 L 3 4
IR G e LM 2R I 45 4L 7R, STGC3 il
M EK, gL STGC3 mi&ik, 5l CNE2 41
i Bel-2 H AR IA N & Bax & AREHIN, S5
Bel-2 5 Bax WA T, el CNE2 40T

It 55 ek e 8 4 B 9 1 4 A S AL A PR R N
P B TS A AR DG SE R e AR 4 i, 5 3L
P, SRR L R YT T Bl N SR IE 2 — . AT
FARIE, NI p53 FE DA a] 5 20 e 4 e
W, WSEEYAETY p53 I hRE, R DU SRk B
1 o 5 400 R 2 2 R B P B0 BB )09 Rb BE R T
BEMIMRAL, AT USRI 4T e A P 98 41 i R
AR BRI R VR T e S B A Py 35088 1
I RS, S 4 FasL Al p73 FERIVGR Y7 WIEZERT 9T
rp0s 7 ACHIF Y T M 3 T B e STGC3 JE K 1)
CNE2 41 s R W R B, k& STGC3 4 A
7F CNE2 261k, CNE2 48Tl m, BRE
A R 32 A, W STGC3 F5 A AT g & — AN
TG AAR DGR L DR, ARSIz 25 S O Sk I PR
FERA YT FEALHT I S A0 AR HE 1S, {H STGC3 Kl 8
IR DI 5> FHLEIA Rr it — Do, B TH R G
Ul R E A AEE T, MEMEES
STGC3 S FAHEAFH & A i1, B8 STGC3
SEPRIAE S MR R 2B e e AR TR A FH S L.
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Tumorigenicity Investigation of CNE2 Cell Line STGC3
Expression Induced by Tet-on System in Nude Mice®
QIU Qing-Chao, HU Bo, HE Xiu-Sheng™, LUO Qiao, LONG Zhi-Feng, TANG Guo-Hua, LIAO Yin-Hua
(Cancer Research Institute, Nanhua University, Hengyang 421001, China)
Abstract STGC3, a novel tumor related gene, was cloned recently. The previous studies indicated that STGC3

can inhibit the proliferation of CNE2 cell line in vitro. To examine the effect of STGC3 on the tumorigenicity of
CNE2 cell line and explore its mechanism in nude mice. The Tet/pTRE/CNE2-STGC3 cell line was planted under
the front leg skin of nude mice and induced by doxycycline (Dox). The mRNA and protein level of STGC3 in
transplanted tumor tissues were detected with RT-PCR and Western Blotting. The apoptosis ratio of the tumor cell
was analyzed with flow cytometry. STGC3, Bcl-2 and Bax proteins were examined by immunohistochemistry
method. The results indicated that high level of STGC3 expression can inhibit tumorigenicity of CNE2 cell line in
nude mice. Tumor grew slowly, later and smaller. Cell apoptotic percentage increased. Bcl-2 protein expression
was down-regulated and Bax protein expression was up-regulated in Tet/pTRE/CNE2-STGC3 cell line (P < 0.01).
The data indicated that STGC3 had a role as a tumor suppressor gene in vivo, which was in line with the results in

vitro.
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*This work was supported by grants from The National Natural Science Foundation of China (30470967), The National Natural Sciences Foundation of
Hunan (03Jjy3029) and The National Science Fund of China for Post-Doctor (2004035652).

**Corresponding author . Tel: 86-734-8281510, E-mail: hexiushengl18@yahoo.com.cn

Received: September 15,2006  Accepted: October 28, 2006



