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BHY: BT @1 B E (H pylor) B30T B #5148 8 B B
F —KB(NF—KB)p65 & & . [L-8 BIAAH —2(COX~-2)
mRNA Fo & G oy Rk e % 2.

Fik: RE Hpylori MR E £ 18 4l F H pylori AR M
H X 38l B H0F RSN AR, RALEMAE R
kA F AL NF-KB p65 &4 . [L-8 & COX-2
mRNA Fo & & 6] F A F .

ZER: NF-KBp65, [L—8#7 COX—2 £ &Kk T HA:0E L&
taptL, A B KM fn B R R AR 6 RGE H pylori AR
FEET p65 EE, IL-8 A COX—2 mRNA Fo & 4 R ik
H pylori Fﬂ'}iéﬂf\'f_%i@&@b + 33ws3.0x 25, 37 £ 26vs
11+ 13, 39+ 29y 1.9 £ 1.6, 3.0 + 2.4vs 1.5 * 1.1,
28 +23vs 1.0 £ 0.7, P<0.01), Z&WEEHE FLE
K A2 LA B EANE (P <0.01); B £58E NF—-KB p65
B EiES IL-8 & COX-2 mRNA #o& G ek ik 2 49
XX AR HHH 0690, 0709, 0.448, 0.480, P <0.01).

58 H pylori Beqe T3 B 4505 NF—KB p65, [L—8 & COX-2
Rk ¥, NF-KB AL 845 [L-8 fo COX -2 th A ik,
BB T Hpylori #A XY E X6 Jm3E £ 21 42

&3, Klh=, FB0, &3E. WHIBNEEREBRIET kKBS IL-8,
COX-2 RIABIRN. HRENHLZE 2005;13(1):91-93
http://www.wjgnet.com/1009-3079/13/91.asp

03I

KK 7 —kB (nuclear factor-kB, NF-kB) 2—HHEZ
mHEENERETERNZEAR Y, T2 52 E
DRI A5 1) 2 e 98 B I AH D9 BE R B T #5, FERLAR 4
RER N RIEEEERD Y. 240 TL-8 RIS -2
(cyclooxygenase—2, COX-2) 2| JUBFTF B (# pylor)
FH OB JE S P B A R T, BRI ERAT)
TEIEAIIEE H pylori #HRIEE R FRFTZEF kB p65
BT, IL-8 X COX-2 mRNA FIE [R5 F 4 ML e 47,
T2 B R R, WITNF-kBEH pylori B
B AR .

1 MRFSE

1.1 M4 B8 2003-09/2004-04 Hila N RE R S5
FOREA R R SR BB 4 56 #, F 35 4, &
21 0, FWH18-70 CF¥ A1) %, HH pylori itk
184, H pylori FATE38 W, FAEMER. FBT
SENESR. MEHANEZMET 4 vk W RBEZHE
F.OWAL H, SZARREPUR . PR T 30 AR R
FIRIT. WA BN GHIRNS TR ] 2-3 cn 55
KANEBUGERIRA 4 B, | LA FHRER ZBRE, 5
3 U TR A M) (HE BB R Giensa FEH) |
g AR B R AT g . BT A NF-kB  p65
wAb. BRI IL-8 M COX-2 ZTEH AN B 2E Santa
Cruz 2w, HREHARMEREKAE (S-P AL |
DAB i B A AT BR P s 18 A0 B AR M B A B R T
%&AHE], IL-8 uwRNA F1COX-2 wRNA JFfr a8 it &
H R L EEYHEARERAH.

1.2 ik H pylori CWiRHPNEREZRRBAGR Gi-
emsa Yeff, 2 LRSI N # pylori FAYE, 2 I
SRR IZWA H pylori AME, —H—BIATI AW
. WEIE IR AL HEEE 2 ARSI, 4 58 ESED)
R, EHEIUHE AR R Giensa Gt DU & i B2
BUEER A pylori Wi IRIEREBREE R0 EiciE, 1§
MBS WEAhtE. Y. MR pylori B H 5y
O, 1, 2, 34 GRS R g 41 R0 F Bims 220K
J&, WIBERUR, gkIREAik S-P B E CE R
BHFEE4T) . DAB B, HAREZL, Hh. —H LEARK
Bk R NF-kB p65 1:100;IL-8 1:200;C0X-2
1 :100. HPBS B —Hu/EMEX IR, HOAHED 1
BHAE 6 L TR AT e (04 22000 A ik 227K, 30 ml/LH,0,
FERALHE 10 min BUKWENVETERE ; B & ORI 10 nin,
TR I B WIS, 40°C 4h ISR R ERE
FATH, A0 CHATIEAL; InE AW 37°C 30 min; EMAY
ZARPUHEFE 37°C 60 min; fISABC37°C 20 min; EN
AYFE N EBE 37°C 20 min;DAB BH, HAFTEY,
£ SR A R =R A A A (VAL S DI E SIVN O i 1ah 3
HIUER ORI NF-kB  p65 PHMERZEAN M, LA H
PR 0k TL-8 T COX-2 mRNA J%2& [ BAPE 34 40 .
R U T BEHLMER 10 S @ iEy, RHg— 3 af oo
Wbsife, FEPERE S 440 = HELRE, 1 = 358
Mg, 2 = EERHMERE, 3 - SRPHMESM; FHM
P b AR M B R 40 R 5 -0 = BIME, 1 = BAVE4R
Moy 1-25%, 2 = PHPE4AMES 26-50%, 3 = FHME40M
b 51-75%, 4 = PATEAEARS 76-100%. k) A 4 AR



92 ISSN 1009-3079 CN 14-1260/R

HRENBVIE 200681813 £13%5 £15

4y LAIX Z 3 el 2 R OR.

grip2ehbrE RO Dnean £SD R, NA
SPSS10. 0 Gt A Mk R AHEAT vt 22 A0 38, SR RRFIAG
KA Spearman SEZAH K4 M.

2 45

2.1 NF—KB p65, IL-8 % COX-2 tjfmpn 15 065 HEH
TERALATESHBER L EAEE R AR, JAE
EFRIE T EAFE R0 (G5 T 5% 40 f Ak 240

R iy A
| (%) ﬁ#’h_

B2 HpolAMHIE B ERR L-8 ZHMAMEEBE S-P A X200

LAV

B3 HoPAMIEHS F0I2 IL-8mRNA PRIEZS & X400.

R HpoyloriBRR 555505 NF-KB p65. IL-8 &2 COX-2 RIAXER

M) (Bl 1), HEH pylori WITEBRE Y p6s & H A ME
REFBEEMGEY, DRAEMZER, MA pylori B
Yo FRE U M T ARG R, 5 H pylori
M H S A% E R BN, TL-8 mRNA FiE A £ IX
F ' SERE AR T b R R [E G R B R A B DL B R B
AR A R (B 2-3) . COX-2 mRNA 05 (5 [ FAE 42 {4
F SRR b RR B A AR b R A0 i R/ R A A
WA MM AT ILg, BHI)LTPArA M at B
EHE(E4-5).

2.2 H pylori %5 § #:J% NF—KB p65, [L—-8 & COX-2
kikth %A H pylori BATEEFEH NF-kB p65 .
IL-8 J% COX-2 mRNA FIEEEMIERILE H pylori ATEH T
FyhsE (P <0.01, £1), Hp6s HHE. IL-8 nRNA I
TBHMBIRE H pylori ZE 2 EAHEAFXM (. 405
#0.766, 0.527, 0.669;P <0.01), {HCOX-2 nRNA
MEAMRIES H pylori BEZRITCAERMY (r. 2504
0.368, 0.398;P >0.05).%4 Spearman ZHA KK
M, 7EH pylori THEBEFEH NF-kB p65s EEKZES
IL-8 2 COX-2 mRNA F1E R IE 2 IEAHRKR (1, &
WA0.690, 0.709, 0.448, 0.480, P <0.01).

J.i ﬁ% SRg e

i 4 i :"|-.=-.-1 9 -_J:-
FARER e s
T P el

B4 HoPEMIEMBIBEGIE COX-2 BHMEME® S-PE X200.

B 5 HpfAMIBSE5IE COX-2mRNA RIS E X200.

H pyiors n p65 EE IL-8 &8 IL-8 mRNA COX-2%8EB8 COX-2 mRNA
B 18 3.0+25 1916 11 £13 1.0 £ 0.7 1.5 + 1.1
BRI 38 56+ 33 3.9+29 3.7+ 26 28 +23° 3.0+ 24°

°P <0.01 vs[FME.
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2.3 B4 NF—KB p65, [L-8 % COX-2 kit &0
% % Spearman FHAHEX SV R R, NF-kB p65EH.
IL-8 }% COX-2 mRNA FI%& (AR RIEY 5 B R B 1M 2 ERE
A (4R 0,536, 0.491, 0.474, 0.600,
0.411, P<0.01), p65 HEH. IL-8 mRNA FIEEM
RIKIES RIS IR 2 IEA K (r, 2318 0. 575,
0.499, 0.521, P<0.01), HE=F,5FBENHLNE
FETCAHIENE (P>0.05), T COX-2 mRNA FIfE HMFk 5 %
FEREANETCOR (2 435008 0. 236, 0.177;20.05), {H5
(LFERE R IEARSE (2 A BIR 0. 624, 0,401, P<0.05).

3 11e
KW FRAEREKW, H pylori BHHBFEH NF-KB p65
KXW H pylori BATEXFHALH BI85R, 1WH p65 FHME
Wt fE H pylori MM T B TR, £ H pylori
PR A RIAAEM T, FNMZEEHENE, 2
NH pylori YRS RBEIEE R NF-xB, HHBAL
Bk, REREZETIhEE. A, BEFBENF-kB {RIE
L8 REAE AR ARG, RIANF-kB 15T
W5 H pylori #IME'E R I KA K EFEDIFHL. Isonoto
et al™fiYang et al"EURFSTEE RIS H LS.
COX-2 RFEALM, HRNBHMEFARTARIL, 1
H pylori MiZKME %, HHMEE. EirHE &Sz
mRIEME, WK COX-2 MRIAWRBET H pylori
FHICIE T 28 [ A 2 A0 B D 72 . BT 7R I,
H pylori BAAEEFMEY TL-8 & COX-2 Y mRNA FIE
RIRYIJWIEIE5R, 1L-8 FIREEE RITEE . RIERE
K H pylori BB REMIC, COX-2 MKRIESBMRIE
MR A, RSB SR —8 e,
28 IL-8 M COX-2 25T H pylori #HRME KW
HENE S AR A R - FH 2OE 8 o 1) IR T E B AL
BRI K, TL-8 M COX-2 MEH Bz ¥ F¥EH
NF-KkB 145 &47 2, M NF-kB BIE AT 5 S TL-8 Al
COX-2 PR F G, MM ACE R pylori EE
A E b R0 e NF-kB ABE 1o AT A R A 2
TR AR B RAT RN R, 4 pylori g
Yuik S RIEE S BB NF-kB, BB EE T NF-KB ik K
S5 TL-8 & COX-2 fymRNA FIEE (IR IL B IEMHRER,
DR LR AT D3 0 NF—K B 7] B0 It 0 28 M /v Jst TL-8 A1 COX~
2WENER, 25T H pylori WBURERE, HEHL
i AR LA
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