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FEE  NGX6 ik B R K 2= MR 70 T 43— 18t & L0 0] S8 TR e P 7 o 0 3o e g R PR — AN SR IR . DURR e 3 e 3R 1E8 NG X6
FEDRI ) HT-29 40 f  SEU0 2, % %o 1 TORE Y HT-29 40 A LA & HT-29 41 K xR 4L, FIH PU/Annexin-V XU 20 410 B A4
WL MM T T B, T8 EMSA 23 b AR A1 55 5% 1) 45 1 40 M B PioAEE 98 40 P 9 A% 4 55 IR 1 -k B(NF-kB) 3G i . AT
A REW: ERRE MR P, 5T NGX6 JEIH 1) 5 A5 Y R 25 VR L, &5 e 40 MR T 2R 1) b 1 vy
EMSA (electrophoretic mobility shift assay) 744 4h 35 5% (1) 45 Vi 40 B S Flobed 388 40 i P9 1% 3% S R -« B(NF-«B)IT S T 1,

IEEGE T NGX6 B 140 NF-«B [FIH0E S W) W2 20900 SERTsi3in), NGXe R HATVE T4 M m - wte 7y, 3

FRERIHLHESNE] T S50 40 NF-«B HI3GE .

XgEE S, NGX6 R, #RE, T
ZRPES RT3

gb Wt 2 Bl W NFEEME R 2 —, 7E3RIE,
ORI RIT A R A 2 BT &S, NGX6 HEH &+ rg
REE IR IS B ¥ 1A 38 SR FH o ik 34k e o S s
0 AR T A% 09 5 DR (FRE [R 6 S5 AF188239)112,
W NGX6 K DA 53 5l e e L2 WA e 1 485 gy o 40 2 )i
AT A 5 PR s A0 R 25 it 200 B ) e 2 TR 43 2135
IR ISEERA, g HE— 0 W NGX6 1 &5 W (1 4E
., FA1FH PYAnnexin-V 304 5 2 48 M A0k I
LR s P T, sk EMSA S84 A
FON) NF-kB WO B sEmT, SRR HAE 25 g
H AR .

1 MR57E

1.1 ##y

I 4k &5 W 6 40 . 2R HT-29 55 56 25 1 ik
AR pcDNA3.1(+) HT-29 LA M B sE 5 4t NGX6 K&
] pcDNA3.1(+)/NGX6/HT-29, F4 120 ml/L Jii
M35 ) DMEM K73, 50 ml/L ) CO, 37C 4%
PER B SR, 4 I MEYE Balbe/e #EEL, 1A 18~
22 g, W EPEEBERE L2 S L,
TAIFE T-UAREDS 2= Be sh W) 223, CwF B s R A
TFE; BNLS bR & A&, Taq B W
H 5 [® Promega 2 ] ; Trizol™ iR 7 1 H 3%
GIBCOL A+l; fifZf1fiE, DMEM K;3E0 H 45

BT FEAN )]s Mouse anti-NGX6 1 H BD 2 7 ;
Rabbit anti-mouse IgG ¥ [ Sigma A w]; ECL 1427
KRR R R R e N & A
Pierce A #]; TEMED, Je Jufii, SIRET 4 2 B
H Amersham Pharmacia /A @ ; AO/EB ) H Fluka
Al s % A PR &8 H Chemicon A A
[y-2P]ATP W b 50 4 Bi A= 4 T F2 2 & B R 5T
2% PI/Annexin- V I T2 85 0HR F) 5% B Bender 24
F]; EMSA/Gel-Shift i1 &0 H T 3E = R AT
PCR 519 i b ifg B0 A= ) R A BR 2 &) & s
a. WX GAPDH [#151#): L, 5 TGACCTGTTCC-
AAAGAGTCCCTG 3', R, 5" GCAGCTTCCAGCA-
CATATCGACT 3', ¥ 34 H 1 v Bt 4 700 bp;
b. NGX6 3K 51 4: L, 5 CAACAGCCTCAA-
GATCATCAGCA 3', R, 5 GAGGAGGGGAGA-
TTCAGTGTGGT 3', ¥ 14 H 1 A B A 498 bp.

1.2 A%

1.2.1 RT-PCR 5245, F ] Trizol™ 3K 71 43 7l i 4

* [ K H AR R FE 4 (30370801, 30770972), W 44 AR R SE 4
(06J7Y20068) Fil H [ K 2% 1F 5 A 2 A 1 SC A BT T 75 (040144) ¥ B)
TiH.
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HT-29. pcDNA3.1 (+ )/HT-29 F1 pcDNA3.1 (+ )/
NGX6/HT-29 — 4140 i & RNA, H DNase- [ #1b
RNA F IR DNA, 430 #5850 S Ve fey 1t
17 s, ARJE 56N 0.1 mmol/L NGX6 %X H 1)
FB B NS4 TS 50T PCR: 94°C,
1 min; 57°C,40s; 72°C, 1 min; 5 MEHEMA
5mmol/L GAPDH I, Fif5I¥RAW 1 wl, 4k4k
HBEAT 25 MEFAZE. PCR 45 5 0 Bt b v vk Je
F TIPAS98 EUZ 53 B A1) UG 43 BT FR SR dEAT 2K %
FIH.

1.2.2 Western blot. a. 3% {5 T A% 0 R EAE
Tl 15 TR A M I 2 110,  BCA VRN 25 (1 1 9K
FE. b, HIK: BEKIE EFE S50 pg, J580V2h,
120V 5h, 4CAZEPIIT. o HIKLHRIGE,
R E A FURS BIEIR AT 4L b, WA
16 h, 4C¥AE b4y, d. B8 25 4k i
S- MBI G0, M. 3%/BIE4-Y) -TBS
HIAEIRA4ENE, S 8% 1h. A TBS ¥k 2 K.
e. MIA—Hu(LL TBS W, IRFEMPUAIIE), 4C
PRI, TBS P4k, XS min. f. JIAZHL
(UL TBS #ikt, WRIEMKPUARIN &), EPE 1~2h,
TBS ¥t 4 %, & 5 min. g. JH Pirece 2 7 1
ECL A& AT R Oek . Xt k. W
. ER.

1.2.3  PUMEEh(MTT) L (avk. 4 (4N o s 300 20 BR 5
i, BEIE S B A IS 1 I 2 L 490 nm P K AL TH)
WG A .

1.2.4  BREUSOR SEEG . HO B0 K G HT-29,
pcDNA3.1 (+)/HT-29 1 pcDNA3.1(+)/NGX6/HT-29
Y A R 0.1 mI(5x107/ml), T 4 F
MR HT IR R, ORI R B A K 1 S RS MR
ARG B, 30 RIGAZEH R, &AW LA
R, JEHREN S, ARSI, e B R
i HE Zff.

1.2.5 Ui 40 X PU/Annexin-V XU 4% v 46 0 41 i
PTIZE a. B3R 41 f . pcDNA3.1 (+)/NGX6/
HT-29. pcDNA3.1(+)/HT-29. HT-29 40 g i K %
I, FERTECE KIS SR 40 i, PBS W 250 g 5
> 5 min, PEGE 1 UCPIREIR 40 H H0HT i 58 4 21 B
KN 1 mm, ‘BT PBS IR, 1BYIL7E PBS
Wb Pish, RS 200 H A1 300 H BB &g
—Ik, 250 g B0 5 min 2Bk BIEW, PBS K 250 g
B0 S min PE 2 1K) b, G EBANN, K
N IR FE AL S Sx10%ml; c. HX 195l 41 fd B,

BN Annexin V-FITC %¢ Y6 i, RS EHIEH
10 min; d. 250 g &0 5 min, [ 190 pl &5 4 E
B4, N 10 wl K EE K 20 mg/L 11 P %66 YL,
SLEP E RS

1.2.6 EMSA. a. %% & O 4 uln & il W
Wl &R R Rz E . b, L
5' AGT TGA GGG GACTTT CCCAGG C3' o
3’ TCA ACT CCC CTG AAA GGG TCC G 5’
FIi % EMSA #%F. c. 1% EMSA/Gel-Shift i 7] &
UL BHEEAT EMSA 254 . ] 0.5xTBE fE 4 HLiK
V. %10 Viem BFIHL R FHLYK 10 min. R E T
REGE MR IR EREALA . EZRIEEA
EREALN I 10 Wl FiFElf () 1xEMSA/Gel-Shift |
FEGZ (I 15), T2 B EEAT (G 0L, %3]
10 V/em [FJHL R HEUK. B DR O B AN B it 30°C
WR T, WG MBI . kR
EMSA/Gel-Shift FFFGZ P b (1) (0 G bR 15 5
IR & 14 &b, A5 ibrdk. do TR B
EMSA Jiiz. #RJ5H Xt H A

1.2.7  Sibsa4b 2. N SPSS11.0 i vt 7 B
X P B R AT A OGRS 56, A 3R /KHE P=0.05.

2 & R

2.1 NGX6 EHETEF LM R pcDNA3.1(+)/NGX6/
HT-29 FHIZRIX

NGX6 H: R 75 45 )19 40 il & HT-29 KKk,
FRATIR) FH i o A B G 1 7 100K NGX6 FE R 1) BT
BRI AT N HT-29 4, #H37 NGX6 A
Rt e A 11 e 4% 0 M 2R AT 9012 35 DR 0T 45 i s
HT-29 4 i), Kl 124 RT-PCR %3 NGX6 %
PRI 7E 6 4L 20 ) 2 pcDNA3.1(+)/NGX6/HT-29 1%k
145 5. NGX6 HE A 7E pcDNA3.1(+)/NGX6/HT-29

M 1 2 3 4 5 6 7

bp
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500

250
100

Fig. 1 RT-PCR analysis of NGX6 gene
expression in HT-29
M: DL-2000; /: H,O, negative control; 2: HT-29 group; 3: pcDNA3.1(+)
/ NGX6/HT-29 group; 4: pcDNA3.1(+)/HT-29 group; 5: HT-29 group;
6: pcDNA3.1 (+)/NGX6/HT-29 group; 7: pcDNA3.1 (+)/HT-29 group.
2, 3, 4 GAPDH: 700 bp; 5, 6, 7 NGX6: 498 bp.
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b kR, 11 pcDNA3.1(+)/HT-29 4 Jf 1
REEYLIR HT-29 4 o 205 Sl /b,
2.2 NGX6 EFTEE MM R pcDNA3.1(+)/NGX6/
HT-29 PHIEHRFKIE

Western blot 25 S & W], 7& # 4L 4 iy R
pcDNA3.1(+)/NGX6/HT-29 ' NGX6 Ft [ 4 [ )i &
ik e i, peDNA3.1 (+)/HT-29 41 Jiu F1 oK % % (1)
HT-2941 i A AR/ (K 2).

1 2 3

~ e Anti-NGX6

Fig. 2 Western blot of NGX6 in HT-29
I: HT-29 group; 2: pcDNA3.1(+)/HT-29 group; 3: pcDNA3.1(+)/
NGX6/HT-29 group. a-Tublin was used as an internal control.

2.3 MTT Lb&XEN NGX6 X345 i7 7= AR tE5E Ay
=AU

Table 1 The comparison of MTT assay in three groups of

carcinoma cells

Number of

Group example MTT A Value
HT-29 9 0.81+0.11
pcDNA3.1(+)/ HT-29 9 0.79+0.07"
pcDNA3.1(+)/NGX6/HT-29 9 0.61+0.04™

The comparison of HT-29 group with pcDNA3.1(+)/ HT-29 group. *P
> 0.05. The comparison of pcDNA3.1 (+ )/NGX6/HT-29 with HT-29
group and pcDNA3.1(+)/ HT-29 group. **P < 0.05.

2.4 PI/Annexin-V 7t 340 B R NGX6 X 45 %
2 HT-29 fR5MEFR4HARIE T R0

HikkH] annexin-V 5 PS H R msE M 7, AL
H IR N R B e 22 ZURR (PS)Fr S P 45 5. IE R4

Table 2 Flow cytometric analysis of apoptosis in HT-29 cells

Group Number of example Living cell rate Apoptosis cell rate Dead cell rate
HT-29 10 94.97+1.01 4.03+0.26 1.03£0.11
pcDNA3.1(+)/ HT-29 10 94.65+0.96 3.96+0.41 1.05+0.09
pcDNA3.1(+)/NGX6/HT-29 10 95.53+1.23 3.96+0.37 0.98+0.10

The comparison of living cell rate and apoptosis cell rate and dead cell rate in three groups of carcinoma cell, P > 0.05.

TR BRI B AR R O3 1 SR HE A S5, (F o SR At 457
i, BN T R P S A TEL, R ATRE
SRR AN, Annexin-V A FT LUK I 315X Fh L
%, R4 ab F T 8RERY, Annexin-V 5 FH
PR, AERSATIRIE AN M PLZFEPE. FTLL, %
JeARIC I annexin-V 5 PI XU, W] 6] I X 4 35
E211 I U W S 1 e 7 N
PI/Annexin-V XU Z¢ i 3K 40 o 4 A% 90 HT-29.
pcDNA3.1 (+ /NGX6/HT-29. pcDNA3.1 (+ )/HT-29
THMMET R TR E 2N, R EANTIEE X
(& 2).
2.5 EMSA %4 #7 NGX6 *I £5 B% ¥& HT-29 4H it
NF-kB IS0

EMSA 45K, YT NGX6 HK 1) HT-29
I 5 R B S NGX6 HEA 1) HT-29 4H fitd J 4% e %
FIE AR HT-29 400 M b, NF-kB 3435 W i 52 5
(K 3).

4 5 6 7
’

|| b

'o

1 2 3
.
(3

T ——
e e

Fig. 3 EMSA

I: Negative control (marked probe); 2: HT-29 neucleoprotein +marked

probe; 3: HT-29 neucleoprotein + marked probe + 100 double unmarked
probe; 4: HT-29 neucleoprotein + marked probe + 100 double unmarked
mutation probe; 5: Positive control; 6: pcDNA3.1(+)HT-29 neucleoprotein+
marked probe; 7: pcDNA3.1(+)/NGX6/HT-29 neucleoprotein + marked
probe.

2.6 NGX6 X457 % HT-29 AR Fh 8 B8 4 < Y
=AU

¥ HT-29 40 . PcDNA3.1 (+ )/HT-29 4 .
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PcDNA3.1(+)/NGX6/HT-29 25 = 25 JifJ28 441 Jfu & % LA
0.1 ml( 7 5x10° /™ JFygg 48 Ji) 43 ) B b T~ BR BRI i
KR 230 RACEBRE, 5 % o =4 M A e
Hig P<0.05, A REEZERE 4 F1E 3).

1 2 3
EE—— . ol

Fig. 4 The comparison of weight in three groups of
xenografte tumor
1: HT-29 group; 2: pcDNA3.1 (+)/HT-29 group; 3: pcDNA3.1 (+)
/NGX6/ HT-29 group.

Table 3 The comparison of weight in three groups of

xenografte tumor xenog raft

Number of

Group example Tumor weight
HT-29 6 1.06+0.11
pcDNA3.1(+)/ HT-29 6 1.10+0.10°
pcDNA3.1(+)/NGX6/HT-29 6 0.50+0.10™

The comparison of HT-29 with pcDNA3.1(+)/ HT-29, P > 0.05. The
comparison of pcDNA3.1(+)/NGX6/HT-29 with HT-29 and pcDNA3.1
(+)/ HT-29, P <0.05.

2.7 ThiEJE HE L BHFIELER

W 4 g A MR B Rl TR UM AT B R S, AR
30 RHCH R 5), 4 HE Y00 Friik 523
I 45 1 s

pcDNA3.1(+)/HT-29

Fig. 5 HE-staining of three groups of xenograft tumor (x200)

2.8 PI/Annexin-V 7t 4 RIS MINGX6 X 45 7
2 HT-29 A 1EIE A T /Y520

JHT R M AN ER G IR AE A R, R,
NGX6 J& A {EA WIS T30 45 i HT-29 41 fa i
FURT AT M, DR AR IR 2 20 5 ok AN TR A
MiJ5, H PU/Annexin-V XU G i =X 40 Ho SR I 45 41

M T, HRE Y], pcDNA3.1(+)/NGX6/
HT-29 40 i 76 8 T2 40 i 28 S 40 40 i 2 4 4 53 P 4
s AR IR R ALG, Rt iR,
PcDNA3.1(+)/NGX6/HT-29 41l i 75 8 75 K 3% 41
FE G AL RA G E RN, A %
g E T P> 0.05(3% 4).

Table 4 Flow cytometric analysis of apoptosis in xenograft tumor cells

Dead cell rate

Group Number of Example Living cell rate Apoptosis cell rate
HT-29 6 76.82+1.01 10.61+0.26 12.57+0.11
pecDNA3.1(+)/ HT-29 6 77.71£0.96 10.06+0.41 12.23+0.09
pcDNA3.1(+)/NGX6/HT-29 6 63.92+1.23 19.36+0.37 16.71£0.10

The comparison of living cell rate and apoptosis cell rate in pcDNA3.1(+)/NGX6/HT-29 with HT-29 and pcDNA3.1(+)/ HT-29, P <
0.05. The comparison of living cell rate and apoptosis cell rate in pcDNA3.1(+)/HT-29 cell with HT-29, P> 0.05. The comparison of

dead cell rate in three groups of cell, P> 0.05.

3 it it

FIHAT R AL, BT+ RAT RA R T

SCARIE, SEASUEM], LTI e TR T
RIS S PR A AR . BB R4 i
FEPAAAEAR Z (U T, XM B AR R T
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IRPE, AR R I AR AR G20 IR / AT I
ToAH B B 2, SO 5 R A M T R ek
R IR B —Fh T Bt

ASIZIGH ] CE T AR i g NGX6 (1) HT-29
20 RFEATHTITH, RT-PCR 2 Western blot £ l5iF
52 NGX6 He P Fe e #i5 . TALE L MTT V5 & 3L
NGX6 H R0 45 e HT-29 i K, 4RI
I P/Annexin-V X%t =X 41 B AR I 4 A1 155 7 1)
AN TR AL, AN R TR T
X, FEAAEEAMM, Lo FE X, T
60 Ay e 3 A A PR T S B A B ) e T o
T, 2l HT-29 40 M 2 —Fh C 2K A0 1 g Ak
ANEEFRIIIMIR AR, AR, TEARSMILER I TR
T AR A BH BT 4 0 4k S A7 TS R IR R AR AR
M TR P IR A R B, XU, NGX6
DRI HAS EL05 5 45 W HT-29 4B T

SR F EMSA J7 773 NGX6 K RN 25 7 9
HT-29 40 i #% #5557 kB K52, 45 1%,
pcDNA3.1(+)/NGX6/HT-29 41 Jfi 55 HT-29 41 i1 }%
pcDNA3.1(+)/HT-29 40 tb4%, NF-«B ¥#id W 5%
FIFH. NF-«B fEGE b K R MR i R v
HAE B, LEMIREIRIER T -a(TNF-a)kt
F NF-xB M8 45 9 HT-29 R L, ik S ip
MARIH TR BT, BRI NF-«B A 1] f8 %
h B S TR T RO N BB AR IR
(DCA) 24 i Mgg I — AR EE 7, 56 %2 3 Lee
SRR SY A B, DCA AbFE 45 s HT-29 40 M0 )5
NF-«B 5 22 B0% (19 I 18] f 1E 5 (1) 30 min ZE4C 2
8 h, i HILRIEAKT-5 DCA B B, 2
7N NF-kB 7& DCA 75545 W Ig ke A8 R e i R b gy
BOE EEME. {E¥RYT 71, Rakitina SEAFHT
KW, HENEZAE -y TR
M T 5 NF-B [0 F A — 2, AT sS
NF-kB EA A Bel-2 7KV 1N & R A AR, itk
UE W AL VI S2 A —y 5 5 RS 1R N &5 e 4 i
PAT 2 i NF-kB DL % Bel-2 3 4 K 58 i)

S i — PR/ AT — A AN AR AU 1) e
. S KREMIERSIGAT T, 2l AT B
HEMRKO S, X i1 y7 11 5-fluorouracil/
folnic acid /7 % 1F /& folinic acid i i 4115 NF-kB 1]
5 $ 5 5-fluorouracil 5 540 M U T 77 A %G .
(R0, S5 IR AJE 5 [R] RE UE ] NF-«B ¥0E 52 40 il 5
IR 240 RN A7 24 0 PR R 34 e,

¥ HT-29. pcDNA3.1(+) / NGX6 / HT-29.

pcDNA3.1(+)/HT-29 —414M B 53 1) [7) iy 422 ol T4 Bl
WRT T . PcDNA3.1(+)/NGX6/HT-29 £H Fhf 188 45
HT-29 K pcDNA3.1(+)/ HT-29 41 /f K 0 & yd 1,
PR R LA AT B S . AR S 41 Riee
41111 LA PYAnnexin-V XU 4% it 2 40 1A 73 0] 6 I 4
ToE, S5RERW, TSR Eh WA A 2 DR ER 1 R
T, pcDNA3.1(+)/NGX6/HT-29 41 i 55 HT-29 41l fi
S pcDNA3.1(+)/HT-29 40 fu Lb 3, o T2 W) W 1
> AETANMI I 2, A Y. (1) 40 R B s
B, RNEIENZREREW T, EH%EFT)
PIMEE T, NGX6 FEES T HT-29 4T, M
AT R 2R K. eV IR fE 5 4N
MgE T 5L BRI A0 M s AR, 2
RIS DR AN T 92 % A0 40 Mg, 1 2 15 5 M R A e
T 0 S PR B T ik 2s WA / A7 5 45 B
e 5T IR TN VR T AR, T2 YRR A R e
57 BRI — 7 TR R A s, 5 —
TP D) 2 sk 75 M 40 L 0 1k SEEBRL g s,

NGX6 HEH F A 1 AR R AR 7 45 1 45,
LORAR I B L) — DN EWE BFRED. K
B AR AR R 45 R 3 £ 1 B E = 4RSS A - B A
U, Z5% 0k - iR A BEAER . EGFR(E B
AR DRI 52 ) 2 ol L A 6 e TR 1P ) I
AR By, Wl 3R 08 T N AR 110 3 5z 41 Pk R0 56 o 4
L, A2 MR TR AE R RIS, EGFR &AL 5
GINE S ESEEAMS: a. PIBK-PKC-IKK i&
7, Al I-kBa BEIR 1L )5 T2 NF-kB AL 2N 5
b. Ras-Raf-Mek-Erk-MAPK % 12, 1% 5 4 she.
grb2 fEih, 54 c-jun, c-fos AR BN, BE
AP-1. EGFR [ {5 328 7T LA 328 i g 440 Ja ) 34 4
MRS AR 2RSS0 R 40 Ji Y 0o,
FE SR g T AE 7T R 48 R I NGX6 FEPR f i 422 T
EGFR JE %07, NGX6 H: R 45 7% NF-«B #E
AT HE AL 2 ik EGFR SR 5E 1.

Zi LRIk, NGX6 R AR SMILER 1) 35 7= IR 5T
HEARANRE LIS S A5 m A g T, {HE NGX6
FE R ] T NF-B 3005, I HAE S5 sh )4k
WEF T 4 e o SR RERE 240 B R T, k) T &b
o PR 1 AR, IR WY, NGX6 JEK AT e
MU L] NF-xB 0G5 5 7 s gn fei T,
e &5 BN IE 5 NGX6 PR — AN il 8 Jik R At —
ANSRAT S IIEW . HJE X NGX6 F PH 52 mi fih 987 4
JRLTE T LA B ] i JECAh 2 P AT A 5 1 B R TR (I ATL
A e LA dE— 20 IR
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The Role of NGX6 Gene on Apoptosis of Human Colon Cancer”

LIAN Ping", GUO Qin", PENG Ya", XIAO Zhi-Ming", LIU Fen",
WANG Xiao-Yan", SHEN Shou-Rong"™, LI Gui-Yuan?

("The 3rd Hospital of Xiangya, Central South University, Changsha 410013, China;,
2Department of Cancer Reseach Institute,Xiangya School of Medicine, Central South University, Changsha410078)

Abstract The novel gene NGX6 is solated by tumor laboratory of Central South University on studying
nasopharyngeal carcinoma. NGX6 protein includes two transmemberane regions. There are an EGF-like domain
signature and three potential N-glycosylation sites in the extracellular domain of it. The short cytoplasm contains a
tyrosine residue that is a potential phsophorylation site by tyrosine kinase. Previous study on NGX6 showed:
NGX6 was found down-regulated in colorectal carcinomas, and expression of NGX6 was down-regulated in the
tumors with metastasis and related to the clinic stages by using the in suit hybridization and tissue array techniques.
Transfection of NGX6 into colorectal carcinomas cells can induce the reversion of some malignant phenotypes
(data obtained from cell cycle, cell growth rate curve, soft agar colony formation, nude mice injection analysis,
et al), the changes of gene/protein expression profiles and the down-regulation of expression of phosphor-EGFR.
Based on these studies, in an attempt to identify the function of NGX6-induced-apoptosis, the following
experiments were designed. The NGX6-transfected HT-29 cell line was used as the test, empty-vector- transfected
HT-29 cell line and untransfected HT-29 cell line were used as the control. The effect of NGX6 on apoptosis was
detected by FCM cells were double- stained by PI/Annexin-V; the express of NF-kB was detected by EMSA.
There is no difference of apoptosis between NGX6 transfected colon carcinoma cell and NGX6 untransfected
colon carcinoma cell when cells are cultivated in vitro. But apoptosis level of NGX6 transfected colon carcinoma
cell of xenograft tumor in nude mice is higher than that of NGX6 untransfected colon carcinoma cell. And the
express of NF-kB is inhibited in NGX6 transfected colon carcinoma cell groups. These experiments showed NGX6
gene can induce apoptosis of colon cancer and inhibit The express of NF-xB.
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