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[#E] By B3 8 HE F-xB(nuclear factor of kappa B, NF-xB) % # H T -«B # #| & A (inhibi-
tion of kB, IKB) &£ KB I 8 . K ERIBE . EX KB HBAR PR RXHR, HitHEKYBREX
& BEEBNHER. AE MHREASETERR 60§ KB 23 H K5 ERIRE .26 §i
EX¥BHBAHARA D NF-xBEORBEHER. MATHERREMBERKN 40 FIKGIRE 15 FIERHE
AL S IxBmRNA B9 ER XN . ER NF-xB BEHEKGRBALFTHHEUERZHEFTFRBER
BEAMTEMHAS BERYARRTEEX(PH<0.05);NF-xB BEARABANRAKEHBE
BTFREINEH FACEEBLAEER TAKEAEBA BERYAAKITEEL(PH<0.05);
IKBmRNA ERGRBEAATHEZERERTERBHE A_FX2RAKITFE L (P<0.01);IkB
mRNA #ZEBHAARARBARERTRENEL, EHEEEBYUEERTAMKCERBA A
ERHHEKITEEN (P#H<0.01);NF-xB EAMELBEM BmRNA REBEREEHRX (=
0.732,P<0.01), %t NF-xB EABGREBHHAXEF EXABBEENEE XRREARE BB PE
BEEA,
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[Abstract] Objective To detect the expression of nuclear factor of kappa B(NF-xB) and inhibition of
kB(IkB) in colorectal adenocarcinoma, large intestine canalicular adenoma and normal intestinal mucosa and to
evaluate their roles in carcinogenesis, invasion and metastasis in colorectal adenocarcimoma. Methods The
expression of NF~kB was detected by immunohistochemical method in 60 cases of colorectal adenocarcinoma,
23 cases of colorectal adenoma and 26 cases of normal colorectal mucosa. The expression of [kB mRNA was
detected by RT-PCR in 40 cases of colorectal adenocarcinoma and 15 cases of normal colorectal mucosa. Re-
sults The positive expression of NF-kB in the colorectal adenocarcinoma were obviously higher than those in
the colorectal adenoma and the normal colorectal mucosa and the differences all had statistical significance
(Pall< 0.05). The positive expression of NF-kB in infiltrated into chorion were obviously higher than those infil-
trated into the muscular layer and in colorectal adenocarcinoma with lymphnode metastasis were obviously
higher than those without lymphnode metastasis and the differences all had statistical significance (Pall< 0.05).
The expression quantity of IkB mRNA in the colorectal adenocarcinoma were obviously higher than those in the
normal colorectal mucosa and the difference had statistical significance (P< 0.01). The expression quantity of
IxB mRNA in infiltrated into chorion were obviously higher than those infiltrated into the muscular layer and in
colorectal adenocarcinoma with lymphnode metastasis were obviously higher than those without lymphnode
metastasis and the differences all had statistical significance(Pall< 0.01). There was positive correlation between
the active degree of NF-kB and expression quantity of kB mRNA (= 0.732, P< 0.01). Conclusion NF-xB is
a correlative factor of colorectal adenocarcinoma and may play an important role in tumorigenesis progression,
infiltration and metastasis .
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KGRERBE RO EAREZ—, ARER
RIFEEHE LFEYE, RBRENFEREERH
RErERENEE B THRAGRERE %%
RIS FRBENH FHT R TR, SKBRE
WIS RELFECRAAEEE L.

# B -F-xB (nuclear factor of xkappa B, NF-xB) &
EFREAM—FSHAERAYS ST EHEKA
HERXEF. BFURAERXRE_RAELASHA
F-xB 1 #1 2 3 (inhibition of xB, IKB)TE R E &Y,
PLEEE MR THRE S, HIEMRAEL
HEERATHEEEFARMZSHMYEERS
& 55 RERMN RENE AREESHES$E
PR s A g Y, A SO B K # mRNA K
I T NF-xB 5 KRB EE BRIE HBHRX
F, ARG RN R TBOATRE TR
B
1 #REFE
L1 KRR WERRERREE¥2RWMEEBR
2006 4F 1 A = 2007 4 5 A EF AR YR K RE
BEBREREHRE EVRE)F#mn A 60 6, 1
B 35 4, &t 25 4, AR 35~84 W AR IR
63%, MPER FRKGREEEFERAH 6 cm
LI IE# i B R4 42 26 B (2R B Y] ik sE ¥
EHEMEERE)RFRA NEETRHKBER
98 23 i, S BN A 10% 0 ¥ & /R BARE E ,
FFHE LeaMegHdunm., EWE ERBRD
PR E K B B I 4 A 1 22 o [R] B i 85 F R UIBR 5
30 min TS BB RS A L 40 B, H B4 20
5, ot 20 B, 4E 88 40~84 % R hi4E R 60.5 %, T
i B BB R AR 6 em DL IEH B B AR 4R 15 4
(L3 A UESE R A K iy ve i 7 ), SLEDHR
ARG H 270 CrkF R £ % i RT-PCR #:30 ,
12 F#% BRERBERDHEEOREE, ¥R
K. a8 AT R, 45047 HE 365 SP g d
et (%Hi A NF-xB % 55 e — 4 9 % B Santa
Cruze 24 B4 72, ZH AR E P LS FEYHEARLF
=) BRFET-10 CHRIF#RHAL 05¢ TE
RNA 858 1.5 ml EP &, A 800 ul RNArose, A
WEEEEBESE, A 160 pl 15, BY,#
BB, LEKEMASEBRY AR, B.L, 56
FEMAZE BL.FLE BESHAKER,
i OD (IR HFT-70 CrRFBE A TR KM .51
YIFEF)i% 3+ T :IxB cDNA B{# R 51 : £ .5 ~CT-
GTGATCCTGAGCTCCGAGAC-3"; T i#f :5-GCCC-

CACACTTCAACAGGAGT-3", ¥ 1 k1 W & BF .321
bp, P12 GAPDH cDNA 51 ¥ /¢ %) . L ¥ :5 -
TCATGGGTGTGAACCATGAGAA -3°; TF i :5 -
GGCATGGACTGTGGTCATGAG-3", ¥3¥ F W ;
145 bp, BB H 5E e v Ik F o o B A BLAR AR 4645
k7 €7 &2 T

13 ZR¥E REHAEREAE NF-B HHEE
ERATMHEARRENEE S, 2HAHPRR,
AL FEHRMN R R REEEOL . B K NF-
kB, H i FATH B R Bt Rk o PHYE BB b o - B K
Y1 F W98 X B L L 10 4 155 4% B 4 BF (%400,
B XMENHZUR), BB & O M T80k
THE 100 N4, 451 HE G RE S5 E G50 EE
B R HIE B CRE T IR EEAN
04, MEBR1 A HEARK2H HFHBONI H;
5 PR 20 O Y o 43 B < BT 2 40 A B A i B <
5%% 0 43 ,6%~25%% 1 4y ,26%~50%% 2 4},51%
~15%% 3 43 ,>T6% K 4 4y . WEBIHEF R 0 FH
BAYE(-), = 1 HhME, K 1-3 FBHE(+), 4~
7 AP (++),8~12 FR MY (+4++)7,

IkB mRNA %5 8 $ 5 . IxB RT-PCR =4y 5 i
WG 2B AR T R AL B H B 321 bp MUK BN
%4 MR 9% GAPDH 43R 145 bp Ik 3 &4,
14 Siit2Eab3 KA SPSS 13.0 GEit k4 #1714
HEM I RER a2 TR, RRHALLFEER
BB MER RT-PCR LRERT M I At &
3 ,NF-xB BEEMEBEES IkBmRNA M XX &
FH KM R A Spearman HR 53047 ,P< 005 A ERE
Gt E X,

2 KR

21 OB KFRHEHEHMHE RasER 60 5K
BRI o s b A4k 42 ) IR Ak 18 s R ALZ 19
B, ZEKER 41 5, H KRB EEBH 29 6, Tk
BB 31 fi,

22 HErdsUL¥4E R NF-xBEAKEKBERE
4. KB EREEARNES BREH S 8RB LK
WERERARITEE N (H {4k 30.742,P<0.01),
HbXBBREREKBEREE. EX¥HREANE
FEERG ERUAERTFEEN(PH<005); K
BERBEREEHEBARNELIEHG, ERES%
TR (P<0.05), W& 1.8 1-3,

23 NF-xB & H7E K IR+ 0 Rk 506 R w
BIXR F2Pn,00 HlKBIRE S NF-xB )&
KEBENFR K EALSEEELXPH>
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B 1 NF-xB R IEN 4140 o fth 235 (200%)

B3 NF-xB 3 A 1E A R 4140 Y #2354 (400x)

0.05) B 5 AL BB M W B LB A X,
P42 3K 9 RRLZH A AT o EL 5 F5 5 4l NF-xB B (1 %
LB FRENZHAMEKES%BA, HER
B4 GeitF 3 (P 1< 0.05).,

2.4 IxB mRNA fE KM IR S5 E BRI L b i
Fikt WE3 i, KGR IkB mRNA %k
BHBETIENBREMAL, mA R T4 5%
FEWIL(P<0.01), W% 3./ 4-6,

2 NF-xB 100 B 1 i e ik 5 e O LY G 3R
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15 - 7 [ r
» - + 4 Bk
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<63 % 0006 16 8 2900
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=63 % 3003 18 9 3200
e R 42 24 1D 2848
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8
{4+ fe BRI 18 1 07 3522
BRiikiLE 19 6 10 3 2408
=219  0.028
R 41 3 25 13 3348
WLESEE 29 1 16 12 3631
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HESTHE 3 18 5 2506

-2.801  0.005

%3 IkB mRNA 7F Kl Bi# kR
I B AL L o ) ik L ()

1 5 % 1kB mRNA ik H 1 fif Pl
B B A AL 40 0.7630.317

2.644 0.001
EWMHHBEH 15 0.518=0.269
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PE A J marker; C E 4% GAPDH mRNA {6 B 20 81 10 % S8
L4 i ik, TR EN R AE N 145 bpsB.D g kB mRNA fERRAEAIAL,
R BB AL R Y ik ok S R4 321 bp

2.5 [xB mRNA 7 i B4 o 0 22 05 9 1 B9 R 17
KFR 24 TR, 40 B K AR 4 b 1kB mRNA (1)
RS REMNMER . R A SR (P
5 0.05) A 5 AR MBI Oy
o, B A2 AR K IR AL AN AT K 2 25 5 f AL 1B
mRNA Y 4k 535 0 THE4L8 ELA L2 LA
BB, HERHHAASITFEREL (PHB<
0.01),

2.6 NF-xB HEAHFEEMIGILFRE S kB mRNA %
KWL R NS iR, €40 Bl K I IRAE Al
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B 6 kB mRNA {Efg 3 B S @B U240 | b #iE

# 1A % marker;C E 39 4% GAPDH mRNA (&2 33 BLAL L4
iRk, KEHHRIEN 145 bp:B.D K 1B mRNA (£ 2k B4 AL
B e ik ik 3 &4 321 bp

B % NF-«B % F1# &k @, B NF-xB EH
ELBRE R 3 , IxB mRNA %5 R Z &M, &
Spearman G2 HI K47, 45H B NF-xBp65 EH
G B E A IxB mRNA RiAREHEEM X (7=
0.732,P<0.01),
3 it

% F NF-xB F 40 NF-xB i F -4 il &
IkB ZRIEA M, EHERL T HEEAULTEENE
G A TR . 24002 2 R R e
F-1 B % Yy s BAL H R A, 8 IxB B
FEf# (il NF-xB KA 9y op i o 11 o 356 67 F 40 g
#,5 DNA HI R ¥ 3L 25 A, AT S 3h 4R 2
a2, [ IkB 42 5 d1 ik — 4> NF-xB ) 5O %
PR, 2% 40 B b IxB B R 5 O E R AG , 3X — LT
BIESEH T A B NF-xB i ;L i IxB 2K #%
A IkB mRNA, B IkB mBNA #) & K5 NF-
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IxB mRNA #;5 %

5 A B AR % t{if P
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B 20 0.814£0.251 0006 0995
ot 20 0.81540.202

<61 % 20 0816:0218 0049 0961
>61 ¥ 20 0.813+0.238

PEAHLERE 24 07880218 0898 0375
o LB HE 16 0.854+0.236

5 LR 18 0679:0223 4093  0.000%
BEALME 2 0.926+0.158

MESHES 19 0.954+0.119 4.576 0.000*
HELEHE 21 0.689:0.226

S AREENEL SRR EREAILE; FESARBHS
R RS R A
£S5 40 FIRIGRAA LA D NF-«Bp65 & 4915 L B BE
5 IkBmRNA Fik it L £

NF-xBp65 % (1 IkB mRNA

: rifi Pifi
FIE M TE L HE ik it (x2s )
- 8 0.48340.142
+ 20 0.846+0.152 0.732 <0.01
- 12 0.982+0.121

KB HL AN E B FTRIERMER, @i
IkB mRNA fY % 3k o] ¥ o 52 Bt A #% 1% b iy NF-kB
8,

A W I 45 R % B NF-xB % £ 76 A0 g 4 4l
Arh ¥ PR RA W] B & T K E R R A IE ¥ W E
AR (PI<0.05), BMALRERBERZABERT
fREMNZHP<0.05), AR ESHBEHAERER T
WA HEBA (P<0.05);1kB mRNA 7 K fij B% 8 4
AhPREBEBES T IEE BB RAL(P<0.01),
BALRAKBEABERTRIENBEA (P<
0.01), AHEHHEBASERTEREEHEBA
(P<0.01); &Kt H NF-xB EH MG LEE
1 IxB mRNA #isB 2 & EME (r=0.732,P<
0.01), IxB mRNA ik &l KL 4> F /K F b 52 ik
NF—xB @& ACE . R 25 R 48R NF-kB & X iR
BHOMXAT ARBREOEERRE BH 8
R EETEER XS A SN B R vk T
BEITERNGhEBRAR ZhRE . EXEH
#H 4% NF-xB (#{F {650 —BUm .

%F NF-xB wnifif £ 5 K & 4 , JCALH T fig
B (DRFMEERE. AR RAERAREA
D1(CyclinD1) 3 1 F - #7 7€ NF-kB 45 & {f &5 ,NF-



.n . i R 0 B U 2 e 3 H 3 g
kB {& L A )5 LR CyclinD1 % [ i) 3 15 3 i 42 4
Mt GO/GY 1 S IRk, {40 i 5 % 3%
BOATSEMERRE, 515 Joyee FET R B
HMEABES A ZREMH R U NF-xB 45,8
HARREEE, Q)MEIARAT, XeTHERE NF-
«B e SHAT-RHA Belxl EHRES, LH
HUAT R R ME O RE, WE AR T, {2 R
A B,

NF-«B W] 68:3@ i LA T #L &1 42 ik K B AR 9% 40 i
BiER. ()i#Ed FRARME R LER
HRBREHAMBERREEE. CRAERSEED
B 2% (matrix metalloprotease, MMPs) | JR ¥ & & 4 75
B R85 %Y (urokinase type—plasm inogen activator,
u—PA ) R T E 1) 40 il S 2 I B AR 8 25, MMPs (81 /5
hF X I%-600.-615 £ NF-xB 5 & 4608 ", u-
PA RERBFHFXEHMA 3 4> NF-xB A& -
1596~-1588 X ,~1865 IX ,-1835 X!, X4 NF-«B 1
EEATESHSXEM A LR B RIS, b
VAL , 3 i 3 BSR4
£ 98 TR % B o (2) R 98 1L B8 9 A R o A B AT
F WA IxB &I B4 R o NF-xB & ¥, 8 M K
41 K 4 B B F (vascular endothelial growth factor,
VEGF) } IL-8 i &iA & T il , X /" NF-xB 5t
BE{R 3t VEGF IL-8 %535, {2 MgmE M4
BT mEME AR BB BB,

B2, KBRENEE KR BB EBR—1
MEEFNHETTRE, BRERBREZEANRE &
3CiE i3 B 5T 4 A B s R B F NF-xB 5 K35 IR 72 4
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R FIAT R Al A SRR, R E AR
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