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ft AL 30 2% i B 7 ) O R A2 SR R IR COX-2 .
NF-kBp65 % Bcl-2 3k i) 52

aFT Kk P F 2 Iom sl kEm o x N & £
hza' Da' ¥ o ok A ¢ & & £ o #

WE BB i@ Md % id 7« 8§ J&879% % (precancerous lesions of gastric cancer,PLGC)
# 4 H 4505 COX-2 NF-kBp65 .Bcl-2 .Bax & & & ik ,COX-2.Bcl-2 mRNA 7K-F % % fiL ) = 45 4 (apop-
totic index ,Al) 4%, Fik AR T8 & i A RIE Mm% 77 65 ¥ PLGC %% 6 M A, R k4
LA R B8 57 87 /6 COX-2 NF-kBp65.Bcl-2 % Bax & @ & ik K-F, % A RT-PCR &4m| & + 54
5] %% COX-2 % Bcl-2 mRNA K-, B & i A a4 £ 3% 4732 (TUNEL ) & BARiT ik 4an 65 4] & %4 57 a1
J& Al #9 T4k, R 57T AR, 87 )5 B % B #51 COX-2 NF-kBp65 % Bcl-2 & & Mk & ik K-+
1&( 3P <0.01) ,Bax & & M H & ik K -F I+ & (P <0. 05) COX-2 % Bcl-2 mRNA % & K -F B (P <
0.05, P <0.01),Al W3 /m(P <0.05)., £ 1&/%i8 % ¢ & 7 T 418 i& NF-«Bp65/ COX-2,COX-2/
Bcl-2 % NF-kBp65/Bcl-2 515 5 45 518 55-4% 3 2a i, )8 = %}xlﬁ?i«‘f$iﬁ' PLGC % w4k .

KR BB R L M % A 5 sNF-kBp65/COX-2/Bcl-2 ; 4a i A =
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ABSTRACT Objective To explore the effect of Jianpi Tongluo Jiedu Recipe (JTJR) on protein ex-
pression levels of COX-2, NF-kBp65, Bcl-2, and Bax, mRNA expression levels of COX-2 and Bcl-2, and
the apoptotic index (Al) in gastric mucosa of patients with precancerous lesions of gastric cancer (PL-
GC). Methods Totally 65 PLGC patients were recruited and treated by JTJIR (modified by syndrome typ-
ing) , one dose per day for six successive months. Protein expression levels of COX-2, NF-kBp65, Bcl-2,
and Bax were detected in 65 patients using immunohistochemical (IHC) assay before and after treat-
ment. mMRNA expression levels of COX-2 and Bcl-2 were detected in 54 patients using reverse transcrip-
tion-polymerase chain reaction (RT-PCR). Meanwhile, changes of Al was detected in 65 patients using
TdT-mediated dUTP-biotin nick end labeling ( TUNEL) fluorescence method. Results  After treatment
with JTJR, positive protein expression levels of COX-2, NF-kBp65, and Bcl-2 were obviously decreased
in the gastric mucosa of PLGC patients (P <0.01), but Bax positive protein expression was found to be

HBIH - HR A AP E SR B H (No. 81072804 )
VEF AL A E P ER BT 2 TE BN E WA (JEIT 100053 ) ;2.4 [H A E B2 Be BT E B g FLRL (Jb3 100102) 53 .4 [E rh E Rl 22 Fe )
LB B HE (At 100053 ) 54 1 #REE B F S Al 24 Be (bt 100069)
WIRVE Bk J9%L, Tel: 010 —88001319,E-mail: nailiyao@gmail.com
DOI: 10. 7661/CJIM. 2015. 02. 0167



- 168 - o ] e g R 4% 4 44 2015 4F 2 F 45 35 4545 2 1] CJITWM, February 2015, Vol. 35, No. 2

higher (P <0.05). At the same time mMRNA expression levels of COX-2 and Bcl-2 were significantly lower

after treatment than before treatment (P <0.05, P <0.01) ; Al also increased after treatment (P <0.05).

Conclusion

JTJR could promote apoptosis possibly via NF-kBp65/COX-2, COX-2/Bcl-2, and NF-xkBp65/

Bcl-2 signaling pathways, thereby affecting PLGC patients.

KEYWORDS precancerous lesions of gastric cancer; Jianpi Tongluo Jiedu Recipe; NF-kBp65/COX-2/

Bcl-2; apoptosis

B JEE 7R AZ (precancerous lesions of gastric
cancer,PLGC) & — MEK M 2B B ZHEH 1Y
S Rk FR & JE i H 9 (gastric cancer,
GC)'" T ALE H A I R (dysplasi-
a,Dys) f1lls | F2 4k (intestinal metaplasia, M) ,
TEIEH B #E R IE B R->ZEH 1 H K . IM—Dys
—GC () Wy & e fE b, A 2T F B Wy PLGC %
Biiih GC M kA XK, HE A -2 (cyclooxy-
genase-2,COX-2) 7 GC KL K et i h i & %
PRI i B bR R R 5 S I T kappa B
(nuclear factor kappa B, NF-kB) . fij ¥ iz & E,
(prostaglandin E, ,PGE, ) } Bcl-2 5545 [ ik K 8
2 18 BB B 40 B %) 9 T S g A, T GC 11 &
AR R R R B ) 1 I o M R T
HETEIAAE L FE A HLIA IR PLGCM | 3+ lifs PR 1IF 52 2
ity 24 fE L 2% i 5 7 4 PLGC M — &R YT
VERIY o itk — 4R T (A 4% % 75 75 ok B 26k M 4
MR T s, A 5 R T e 2H 227 (IHC ) (i %
3 - BAMIBERY (RT-PCR) K& TUNEL %&y6hRic
Frill PLGC S84 28 {gt I3 28 fiff 15 J7 1R 7 i IS 2 A
iz COX-2 \NF-kBp65 .Bcl-2 .Bax K40 T-+5 %K
(apoptotic index ,Al) 17284k .

BRETE

1 2WibriE PLGC 12 B K B2 Wibr 1 = IR
2006 AFEHHE R 2 o TH AL o7 0 23 F E 10 v [ 1
AR K AR S R i B bR E T,
BEHHIE A RIBRUES HE 2009 4F A b 5 24 24 25 0 B R
Oy e B IEZE A E R R s R E
Hh R FHIE S B SR I E s (S R IE) (g E R
OB A S AR E BN L LB S Sk, H
KREBCHE AU

2 AN S HEBRFRME A BRI AR RS 20 ~
75 % A WG RS R, 0F TAART 1 S H W&l
T HE AR A IS, AR ST R
(chronic atrophic gastritis,CAG) £/ HE IM, il
(80t () i Dys &5 88 BB LA IRYT, JF &2 A

TR AT HEBRbRAE RSO LI I £ AR O
il i S AR R 5 VR B SR AR M B
RS 250 s 35 B % AR 7 25 o ad i s 1
TEZ I A R 25 P

3 —JlwR 70 i34k 2011 42 H—2013
A ERBERERE) T TBE B E R T2k
LK PLGC & . F# 39 ~75 %, V14 (59.5 +
7.8)% ; Hh 55 39 #](55.7% ) ,% 31 #(44.3%) ,
BAHA 1. 2601 95 FE 3 ~116 N H , P AR FE 20 4>
Hs A B E i 55 . 5 4508 I UE AL 3400 69 i
(98.5%); W FLiZ W (HE/NT) BRE IM 8
(11.4%) , 5 IM 18 i (25.7% ), F i IM 43 fi
(61.4%) ,%% () Jif Dys 26 1 (37.1%) . AHBF5
R EPERER T B e 2 5 2w At
#E(No. 2011 -066) .

4 TRIT I AN R A4 T (R I 2 i T
i K¥2209 WHAR15g HKE15g EF
129 12209 #HAR10g =Lk3g #il
BE15 g FERUR20 g HHE6 go [RIEFREHEEDL
SUEELH, M B 16 ~30 g; PR, In T3
6~10 g, A6 ~10 g; AR H T &, Indbh £ 10 ~
15 g, %% 10 ~15 g, f1f# 10 ~15 g; B &R H A,
TR~ 12 ~15 g, T 10 g, TLR IS 10 g PEAT i,
IS EAR 10 ~15 g, JEFh 10 ~15 g, A5 6 ~10 g;
T 2 N4 6 ~10 g, #5510 ~15 g, /AL
15 ~30 g; A ARES &, IN4EiH6 ~10 g, o #5E 10 ~
15 9,77 15 ~20 g, FIRIf) %[ TER T2 S5 —
Pefit KRR , 150 mLAR, B e 1 W, B HA 57
TR 6 AN UL HA T AN (A AH S T6 Y7 2590

5 WERARAR KR Ty i

51 JWHARARE RITHIGHETHE
(Olympus GIF-XQ260, H 4% ) £ i #4 i [F] — P= Vi
1, MRS W ) — 80k . R PR LS K2 B & e
IR RG S HREL A ~5 HebRAS B 0 18 95 2 Hu( B
HEFKAT T2 ~3 cm WK R/NEM) , B k2 B[ HA
FEBEI]8 cm R (29 H KRS HEs) FuE S Al
4 cm /NG CRL/NG S EEEERAL) T, E A (el K
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HIJERE) T B a0 B S AR A FEIMBGE K, TR T RIS
TR AR AR — 8 FRARZ RIS, IR RA R
HELZ o BRm R 27 BV 10% e 7R S bR il
HEE SR IG AT A S U0 A 4% TUNEL |G s 4L A0 ] o
75T BRI AR (IS 151G 2 ) WA S AL , o 35005 A5 JBURE
#550 mg(3 ~5 H) , 2k 15 min P2 B R AT,
JakE A -80 CARRVKAFHIRFE 2 RT-PCR £l . y7 %
UG 4 NS A BB, I PR UOR NG KU .

5.2 HZ#iME COX-2.NF-kBp65.Bcl-2 } Bax
ARBTG5 FH A8 A0 A P 5 o Py B 40
L) R IEAT G B AL ALK I, A T A IS 7 PR 4 — B
K B 9% 21 Ak 2, At 4 9 41 Ak AL ( LEICA BOND-
MAX, FE [ ) A T4 . A S P0 R 7K, H 3% i 41k
AIWORL 10 min B G 28408 K whvk, I e AV
55T —HUR B, e bt N COX-2 FRTLREDTIAR (ZA-
0515, 4lt*5-:13204A08 ) . flHt A NF-kBp65 H. 73 [
Bk (SC-8008, 415 :B0713) . FlPi A Bel2 HE [ H
ol P AR (ZM- 0010, 41t 5. 13104A10) & BLHL A
Bax HLrE 44 (ZM-0300, #1t5-:13901110) , 24 H
37 CHEH1 h, 4 CHEMEHE,H 2 HERMCE
20 min& ik, PBS ¥k ; I in PV-6000 — 4k, B
TR RS B8 5 vk e e AL Ak R 3K 57 &2 (PV-6000)
ULIA 5361 T4524F ; DAB B4 3 ~5 min, BT A RKL
1R e R g K GEM R, —Pr. Zhl
Bt P2 SR AR AR AR A A, s (Olym-
pus BS-51, HA) T L, BHAE 40 MY 52 4% 05 (6 sl A5 4
IR, FEALT IR AR , sl 60 T A4 )
WRELZ . BRI R4 DY S B rfr g 5 5 A~ HAT
RAVEN EATE S W & 5T ( x400) , BT H
100 4~ 41 ff, 31 % 500 A 41 ffL o i BH 1 40 5L
<10% H( -),10% ~25% K ( +),25% * ~50% K
(++),50%  ~75% H(+++),

5.3 HZEE COX2 M Bcl-2 mRNA ikl
K H RT-PCR i £ ], COX-2 #1 Bcl-2 5| #) 2 M
Gene Bank M AijiAsL5 3L %11, LA hRPL13a(NM
012423) ANSHH, 519 KNS At 8 5 Bt
P ARA BR 2 7l 34T mRNA & . BARF &
FEMIK R TR KRB W 1. BRI - (1) By
50 mg BRI L, il 1] Trizol ¥ (—4 8 5 RNA 2
B Trizol Reagent, 2 [ Invitrogen A &), it 5 .
28218) #EHUE RNA, 80 CARIRIEAE; (2) FiR$RHL
) RNA FEFREL 2 pb, 2547 RNA ¥R IE , U1 OD e,/
OD,g (R) LA K 1.8 ~2.0, W #4T F — 45 52 %ys
(3) & IETIANScript cDNA 55— 5 il & (Jb st

RARAEAPHEABRA A L5 : L1009 ) Ui B 553, 3
Bk i cDNA, R VR 175 (4) PCR ¥ 2 IR 2 x
Taq Plus PCR Master Mix (Jtat RARAE (LB A BR
NS :L0918) IR & Ui T A0 3R, i TC-412
PCR 4 #4{% ( %% [/ Techne A #l) #1474 14, cDNA
2 plm EWes I 1wl IR ES I 1wl 2 x Taq
Plus PCR Master Mix 12.5 uL Jil ddH,O #} &
25 pL. g1 4 f4: 95 °C 5 min, 95 °C 30 s—58 C
30 s—72 C 30 s(35 M) ,72 C 7 min; (5) 41
FEIRIK AT 1. 5% SN BEEE I Fa VK, BEFLINAE10 L,
EVMBITHIG 5N SIRIT RGN —A AT R 3 4,
140 V HLiK %71 30 min J5, %1 JeDa JD801 F 5%k
B BERE G 5 00T 2R 58 (T B e B & A PR A
)RR S5l HEA T O B A I, K FE B = OD g/
OD . , U 3 V-4 IR BEAH , #EATHE I3 Mt

F1 HOENLSIY 5

A AR
S o .
i K (bp) (T)
COX2 .5 -ATATGTTCTCCTGCCTACTGGAA-3’ 107 60.3
FiiE:5'-GCCCTTCACGTTATTGCAGATG-3' 61.8
Bcl2 Fii:5'-GAACTGGGGGAGGATTGTGG-3’ 123 59.0
TiiE:5'-CCGGTTCAGGTACTCAGTCA-3’ 59.0
hRPL13a Fii:5'-CGAGGTTGGCTGGAAGTACC-3’ 121 62.2
FiiE:5'-CTTCTCGGCCTGTTTCCGTAG-3’ 62.4

5.4 EZENIE R ANH ALK SR R R AT
IC(TUNEL) 76, (1) BT AL : A 850 7 i i, 2
RAKFME K TAER (20 mg/L, AN &R ,
pH 7.4 ~8.0)37°C i1k 15 min,PBS (pH 7.4) ¥t
5 min x 3 ¥;(2) K- Ul B A5 i TUNEL £
W (1% Roche 73w TUNEL i %] &, In Situ Cell
Death Detection Kit, POD, 50 tests), TdT fiff 5%
TR EE L 1:9,37CHFE 1 h,PBS ¥E5 min x
3 W (3) B R AT N & DAPI 5 E 7
(mounting medium with DAPI) & H; (4) A
PEXTBE . 5520 B DNase T 35 Shric AT DNA T
%4,PBS Pk 3 min x3 ¥k, FHH X B A in TUNEL A5
VO, BT B R LB T IR IR A TdT B 2 e bRl
7 ,PBS ¥t 3 min x3 Ik, J5 & DAPI B E A5 (5) BR
A B TUNEL %t (0 )5 20 2380 1 7% 8 2 96 Ot B
(LEICA DM2000, &) filififge T, Aot £k Ao
PR SR R A, B 5 U4 28 = A B LT, e 4Ry
LTGRO BROGHE 1 s, BN FEHLIEIG ML
( x400 £5) 445, Jo FHEE ¥ 2 15 A 9OE Uk G, It
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/0% 350 ms A E; (6) TUNEL Jea fHE & Al
HIE AR A FRENLIERE 5 A S A5 LEF ( x 400 £i%5) iF
ATHA RIS Bl — 5 1155 1 1 i AN ) i & D6 T IR e
AT 2 5 A7 40 3 ( photoshop7. 0. 1, IP Win5 &4 4k
) T Al A AL SO 5 S B S i A% ud
G5 HE S EH N AR, B AL B it 100 4
JU A 2 L b %) PP 240 B S, 3R 5 A 40 BT o g BE R 2
M, OB Al

6 Siitsrik KA SPSS 17.0 Siit2r it
HATEAE T . THEVRT G IES ML X s R,
AETEZS 73 A GEORH R B KAE L B /IME S A2 [ M
(Min,Max ) ] &7 ; Tl /& 15 A5 P A 560 1) 3 0 ) 441 ()
LSRRI, dE IE S UERR FH Wilcoxon Bk ik
5o RR TR FRUE S . P <0.05 h2ERA 4511

& R

1 IR NS B S G 7 e U Ol B9 9 1] 3
RN T0 5] PLGC 855, Hh fat AL 2% fif 35 J7 Bl LE BER
6 N, Hrp 5 BB F T (2 B2k V5,3 45 4 42 i
A BSOS R) , FatoE lRYT 65 i, Ve
KT 1% . 65 BB E IR G I E R 4 2R
AT S Ak S TUNEL 28 GFRic et [
B B T 2 R E S A AL Y S B i A ]
F RT-PCR H AR H A 54 1] g 53697 A 5 IR VK
PRI BURAS

2 65 il PLGC & IRYTHI G B il COX-2.
NF-kBp65 .Bcl-2 J Bax fEFEL L (F2, K1)
COX-2 5 NF-kBp65 4 {f, 4= 2153 1ii T B A5t Big 14 4
M, Bel-2 5 Bax Yet 25010 T B R AR 1K
2 0 LA % S L 2 2L 2, S A A e 8 PP R A
P pR B (BN 28 (gt L 2% i 5 7 1R 9T JS L 65 il
PLGC % H 3l COX-2 .NF-kBp65 & Bcl-2 HEH
FH ek K R (4P <0.01) ,Bax & [ FHEZR A
R (P =0.016),

2 65 6 PLGC & IRITHIG B FiE COX-2 \NF-«kBp65 .
Bcl2 J Bax frAFRH A [ e B4, M(Min,Max) |

i i) COX-2 NF-«Bp65 Bcl-2 Bax
VBYTHT 3(0,3) 2(0,3) 2(0,3) 2(0,3)
WITE  2(0,3) " 1(0,3)*"  1(0,3)** 2(0,3)"

e 5IRITIT IR, *P <0.05, " P <0.01

3 54 | PLGC B &R AT G H Bl COX-2 K&
Becl-2 mRNA kK (2 3,K2)  ghABEF

T :ACE.G W IE A %55 )7 36T RT3 B LD VF L H My fi i 4%
TRTEITIAIT G 5 3k 7R BRI X I
1 65 #il PLGC HB&EIRYTHIIE B Fili COX-2 \NF-kBp65 .
Bcl-2 Jz Bax KX (fsEd ik, x200)

R 3 54 il PLGC H#IGI7HIfE COX-2 M
Bcl-2 mRNA kK L&

P[] COX-2 (x£s ) Bcl-2 [ M(Min, Max) ]

IRYTHI 0.318 +0.254 0.225(0.003,0.756)
BITE 0.216 +0.188 " 0.140(0.013,0.727) **

I 5IR)THTELE, "P <0.05, ™" P <0.01

A300 bp

200 bp

100 bp

2 3 4
hRPL13a

Marker COX-2
B 300 bp

200 bp

100 bp

M 1 2 3 4

Marker COX-2 hRPL13a

1::M J Marker; A1 RiR¥7HT COX-2;A-2 MiRYT
J&§ COX-2;B-1 NIATFHT Bel-2;B-2 JiGIT s Bel2;A-3/
B-3 JiAY7Hi hRPL13a,A-4/B-4 Hi&¥7 )5 hRPL13a
2 54 fil PLGC & IRITHIG COX-2 &
Bcl-2 mRNA ikl
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A 54 FIEIRITRT G ¥ T T RT-PCR &0, 53697 i
FeA, EIR YT I COX-2 2 Bel2 mRNA 23k /K
&A% (P <0.05, P<0.01) .,

4 65 fil PLGC B iRnyT RIS B &4 f Al L
BOE3) KMk AS RO SC IR R R ik AT e 6, 1
S OIOE S ST AN A 5O 5 S A E
B AR, 25 (g N3 4% A 5 7 IR YT S, 65
PLGC /&4 B2 I 08 T an i PR R ik 2 3897
" Al 4 3.32 (0, 65.61) 3697 )5 Al A 4.41 (0,
75.56) , \RITHI G L, ZRA G E L (P =
0.046)

Q

TE:A NI B HIGIT S
B3 HA A O
(TUNEL i, x200)

Wi

WREE R BRSPS R H iR e Y
9B, i — > S L2 R R At A B A M
$I AR, A AR AR MR AR S, = H A
0 A L ), 2B R, B A B
L BE” & PLGC BSEAGHL, 107 LA S eI | 3 b I
FH B 38 28 15 R T A A 2 1 o Al N 2% i 7
HAKTZ AR KL PR S R =Lk
W DL RE HERUAR B B A, A (R 25 LI LE
% WRUREZ I, BRI, K T35 A
B IR IR ST, BA B 57 SR
BE VLW HUAAL BRI, TR B 4
9B VIR S PR G T, RS 2 11 38 A 4
FIVEF O B ROR AP Z00 TA REWTE A
25 E IS AN G, @A P COX-2 Fek i il 45
B A LA P B AR KRk AR BUR
SR AT 3 5 3 ) PCNA (9 FHPE 2235, T8 Cyclin
D1 5 10 240 MR 9, JE AT e PR /R R 2 5 o DL
XF7INGR Lewis: e A7 #0988 S 0 il 9 i 446, It
SN LM2 40 R TR LR 2 g
ot R A MKN-45 A HUH58 &7 S0 T-1E L
HAE AL AT B 21 20 e DNA & 2 BH, 40 i

JE R T GO/GT 1, HETH i 5 H o A R T
AR TR FiF I A 00 28 262 B, {308 2% ik 7 Jr ] i3
PLGC 3 FEZI AR, IF % B B8 N JBAE S, i
Y1412 Dys 12 MR RE K IM 25 HA — 5, I PR
HYRKTT.5% ",

M T4 PLGC HERH PE R H 25 %2 B FE M.
9T &3, CAG B RE AN T34, FIA R LA 254k
SR i) B YR g T
SEHTE BB AR AR R A R B MR A
GC Ak JE R H g I " A5 TUNEL
AR, FA I SOE Y A A T4, IR Ef T
B FRANNE AL 08T, S54RI (NG 45 1 8
BTG R BRI R AL ESAIT RIS (P =0.046) .
SR RTINS BRLE G2 RS HEAT 00T AR R T A
A g e o R R AR T, AN s PLGC B
FilE Dys IM 08 M 4 E S5 BARAE, HoAr+ R LS
S PRGN T SR

NF-kB 245 41 i P A5 5 15 32 o 3 B2 1) 1% e oi
¥, i@ Ll p50/p65 S ARG R AE T
MM, I SRS kB AHES G fE RE A
R JAE I N T K (kB SR R (50 7 2 1 5 9k
T ) NF-kB pi 5 o A AZ PN, 5 TR 48 G 2 o 25 R
JiE SN 24 L T B T 06 T D A4 Y AT R TR B
FHH_EAFAER NF-kB &5 & 07 g A, ki S 3
mRNA B,

Bel-2 & fw BB A il 4 8 T SR P 8 LA TR R
TR R AT A A A 0 1) 248
Too RRARAEANIRIE T b rput ooy, B8 2 Y Zobr 4
PR (RS, OBR T Bel-2 8068 (T 45, DT
$7R Bel-2 JETESORiA K- I (BRiR I Toi% 4% ) Ji¥E
PR i 27 A F. Bax i Bel-2 #H
AR, A0 A T 45 Rl PR Bel2 R A
/b Bax HE %k £, Bel-2/Bax | R, Bel-2 5
Bax M55 A/, Bax [AJH — A £ i Bax
HATNH Bel-2 Mife sk i ya T ifE e

I AT (cyclooxygenase, COX) & Hij 5l ig 2
(prostaglandins ,PGs ) & B{id ## Hr— > 51 22 1 fR
IiF , &4k A6 A DU 5 2 (arachidonic acid, AA) #:4k
BRI IR R = 2 S5 PR Je v SR & 38 4l
U316 52 25 22 P A B B FE . COX-2 Y S 3
iKY GC K kR EBAE, N PLGC %42k GC 1
FEHh,COX-2 Fikz i, /8 COX2 257 GC
R AR 0% o H AT COX2 X GC Rl
il FEELALHE < iR A0 R T, SR A R B % e
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ek 175 T R Y B, R 2 B T R e 1R 28
J1, B A SR S 1, 2 5 B AR S

COX-2 \NF-«B .Bcl-2 ik 5 1= A2
G BB R IR BT Z R B — > D) A A
2% (cross-talk ) , Hiit COX-2 AH G 5 ] 2 1 2L
R8s 2 —. COX2 2 [H Liif A NF-«B 45 & 1
H,NF-«B 5 H 44 )5 EJH COX2 B % ik, 1
CAG—Dys—GC [\t FEh, — & F K FATH M,
COX-2 KL PGE, M4 B, J5 & T 175 5 41 M 4 4
HRPBIR TR LR Bel-2 2 2k, WA 0 41 40 i
P, HFBHRR A T-H 1 Bax 31k, il Il COX-2
Prom a1 AT B st -3 Bol-2 Misesg =,
Bcl-2 Ji g T L AF 7 NF-kB [ 4E S ES5 A 000,
NF-«B ]l it % i AR 1 1% L8 Bel-2 #51% mi
NF-kB % 14 o] #1 f Bel-2 )33k, 2615 5 40
T

ARV T O 38 2o A/ IR A R (36 1)) 1 Il IR
WF9E B, fil i 4% 1 75 5 % PLGC H % H 26 i NF-
kB .Bcl2 HHFEE LA T A —E > A&
WF7EH ,PLGC H& 2 i 45 i 7 1697 5 , B A
COX-2 NF-kBp65 } Bcl-2 % 173k B i [ {I% , Bax
EHFBW S, 5 Bel2 A E B EHEAMI, Bel-2/
Bax {5 FE#a#; COX2 5 Bel-2 mRNA ik
AFIRT B, H mRNA JKP 28 5 8 AR B2
PG IR IE AL N, X 5 FIR R AR
VRPN TR A — B BB E A, fa e 4%
fif 7% J7 v] ki 1+ NF-kB/ COX-2 ,COX-2/Bcl-2 . NF-
kB/Bcl-2 55 55 S i R PR 45 R b K At i oA
T2, NI SE BT PLGC T Fisemd . b4 38 5
FERLHIE A Fr AN J2 1 5 A B i — 2 RGERE R .

AW R UERE TR 19 77 1, R B P IR R
A BB [) 18 288 780 R A8 1 A 5% 1T R BSOS [) (497297 24
Yy AR EARIERE 7 25 SR AR | B SUIREL T #6451 92
s SERI ML BB . DR IR A A B I PR S PR B L
JITRR , -2 FEAS I H AN 221l R HT 24597 808, WOR F T
R A S ETE X BRI, AR TEARERY R A
PR R L, 25 B g AR ZE 4 v R ) GC SR
IR 35 i B A 9 o B 20, AT s 25 WL v [ 2 il
PLGC &A= kR A v i) FE S 2 ML, [m] B i v]
JREA T R R R SR [ A C AT

s % X Wt

[1]. Correa P, Shiao YH. Phenotypic and genotypic. e-
vents in gastric carcinogenesis[J]. Cancer Res,

(2]

[3]

(4]

[5]

(6]

(7]

(8]

[17]

1994, 54 (7 Suppl) : 1941 —1943.

Cheng J, Fan XM. Role of cyclooxygenase-2 in gas-
tric cancer development and progression[J ]. World
J Gastroenterol, 2013, 19(42): 7361 —7368.
TR, KIE.COX2 HEmXRAMBIFRMELJI]. i
FAe Nz, 2009, 17(4) : 378 -383.

FUFT, ok, Bk54L, S5, N MRUE 25 B R B HER
MRS AR e R R [J ] e dk Rk, 2013, 54
(1):26 -28.

T, B, BhIAL, S5, N 45 i 5 5 hn s gt
RIS MEZEARIE R AT AL 40 FIIERIER[J ], e
Fkik, 2014, 55(4) : 301 -304.

AR E A THAR O o E S B R IR E L ()
(2006, bifg) [J]. HhoEdfeae i, 2007, 27 (2):
118 -120.

et R 2 SR B s s B TR GE T E R P 2T
HAHTE I (2009, YN [J]. P E 7RSS HLR
&, 2010, 18(5): 345 -349.

Dixon MF,Genta RM, Yardley JH, et al. Classifi-
cation and grading of gastritis, The updated Syd-
ney system [ J]. Am J Surg Pathol, 1996, 20
(10): 1161 -1181.

A SR F SR LM ], B
ZiRFSE 5500k, 2008, 22(2) : 61 -65.

BRI, MRHE, MR, SF. R T2 N A B RSP BT
T PUEALTEERT LY ] A rh R 2 A4, 2011,
21(6): 41 -43.

JARILL, T4 RE, % FESE A @7 COX-2 Xt
A& HCT-116 4l VEGF ik msgmi[J ). 5
#e Nk, 2011, 19(15) ; 1561 —1567.
WRZE RN, IR, S RO T3 AR I S5
2% I 5 8 A 3 SR A MR VR R SE g AR (D ).
o E BRI R, 2007, 34 (1) : 30 -33.

PR, S&IEE, H/MI, A5, 13k DURE A R le At
RN AU E I R SE B 5T [ J ). o B S2 56 U7 0]
Jui, 2005, 11(4): 25 -28.

AL, BROGAS, XIBEAL, 4%, AL AR 4R B Xt N B s
MKN-45 Zfi i 558 K% 98 T (0 52 [ J ] 30AR Iobogd P 2
2011, 19(1): 20 -22.

VR, 2R, XRS5, 0 A 22 0 S 40
MM KR LI ] PHEE¥ 4, 1999, 79
(3):185-186.

Ishida M, Gomyo Y, Tatebe S, et al. Apoptosis in
human gastric mucosa, chronic gastritis, dyspla-
sia and carcinoma: analysis by terminal deoxynu-
cleotidyl transferase-mediated duTP-biotin _nick
end labelling[ J ]. Virchows Arch, 1996, 428(4 -
5):229 -235,

Xia Y, Shen'S, Verma IM. NF-kB, an-active play-
er in human cancers[J]. Cancer Immunol Res,



[ R R A 4 2015 4F 2 45 35 445 2 1 CJITWM, February 2015, Vol. 35, No. 2

- 1738 -

(18]

[19]

[20]

[21]

[22]

[23]

[24]

2014, 2(9): 823 -830.
Sethi G, Sung B, Aggarwa BB. Nuclear factor-
kappaB activation: from bench to bedside [ J].

of apoptosis and Bcl-2 expression by prostaglan-
din E, in human colon cancer cells [ J]. Cancer
Res, 1998, 58 (2): 362 -366.

Exp Biol Med (Maywood), 2008, 23(1): 21 -31. [25] Xie CY, Yang W, Ying J, et al. B-cell lymphoma-2 o-
PRHESY, skf8 %, BEe 4%, 0 T %[ M]. db ver-expression protects 8-elemene-induced apopto-
o AR KEF T AL, 2006 :446 -447. sis in human lung carcinoma mucoepidermoid cells
Samaka RM, Abdou AG, Abd El-Wahed MM, et via a nuclear factor kappa B-related pathway|[J ]. Bi-
al. Cyclooxygenase-2 expression in chronic gas- ol Pharm Bull, 2011, 34(8): 1279 - 1286.

tritis and gastric carcinoma, correlation with [26] Fahy BN, Schlieman MG, Mortenson MM, et al.
prognostic parameters [ J]. J Egypt Natl Canc Targeting Bcl-2 overexpression in various human
Inst, 2006, 18(4): 363 -374. malignancies through NF-kB inhibition by the pro-
PHIE M. B 2 COX2 FEikM Meta 20 4r[J 1. teasome inhibitor bortezomib [ J]. Cancer Che-
= Jiyi , 2007, 16(5) : 365 - 367. moth Pharm, 2005, 56(1) : 46 -54.

R, i, e NI BN 7B MR A - 2 [27] REW, OFT, 2R, 5. (@08 % i 750 B AT
TEE i M s b iy KRB [ ] v B 2 R AR, A8 B E NF-B S T E B i se [ J ], LT
2007, 36(7): 648 -649. FiEZuik, 2014, 41(5) : 845 —848.

Singh B, Irving LR, Tai K, et al. Overexpression (28] KB, ZH#, AFT, %. T NF-«B/Bcl-2 41

of COX-2 in celecoxib-resistant breast cancer cell
lines[J].J Surg Res, 2010, 163(2): 235 —243.
Sheng H, Shao J, Morrow JD, et al. Modulation

T3 R A 2% 7 7 X B AR AR VE A [ J ]
rhagrhEZh 245k, 2014, 29(4) : 1208 -1211.
(YeF5:2014 -09 - 14 f&[9]:2014 - 10 -23)

*&-&-.‘)’.&L.‘)L.‘))‘A))‘.ﬂ»‘..(JL.‘tL.(;L#L&L&-&-&-&L.‘)’.&L.‘)A.&L&A)‘.‘tL.@L.(;L#).&&.&.&.&L.‘)’.&L_‘P‘A)‘&L&A&A}LM&&&.&.&.*

%&-&.A}’..@.A&AL&L COPRG (VR (VR O N O T (P N (0 N (0 T (0 N (0 T (2 T (2 T (P M (P N (P N (P R (P N (P N 0 N (R (T O T O T (VN (VT (VN (V1 OO

HFEHREAMARRHSEUESEEZSSHIXS
BEHUVESEFFAMTSELLRTEAF

FEFEHFRAAESHUELSEFSAT2015 F1 A23 BT FEMARLSERITRIAE, BEXITH
EEHIE BRI ALRAR MES NFHL ALE FEM BEEHZAEFEREAFLOBRAEFT A
hKE, PEFTERAFHRETRERMRFHIL L RAK, FE AR KEE XNFGR KER AFH . TETETES
REBEMERE AW OXA 52 EF ERFCLBEFRYEAENA K, FAFTHFEFANITRELL A, £
AARU 200 %,

FRABIN, HAERFHBAE HUELSES BT THBOFRARE, XA ZEMAKE B,
AN G R AN RS MEREE MG e B R LS BN B AL A BN K AL Mg AL
BERNE TN HELEFLIERSLE AR AFEME B ERE1TATENBTEFSHFHX
A, OEARKEERATHELSEFARNHKE . BN FTEEA AARAFEFLAFIHEYER P HEREFFM4;#
RAEXT G G FAEH AT oS EAREF RN, LN P ELEFHEERFTTREL, PEAGER, LHRE
FREZTE, EEZTHELS, B—HESIEEHEACTGEE S E6g TAEH P& B0 KMk Frak,
FER e AR — T RIAS BN T RGO T RW, PP B E LSS T P R E T § Bk (FGIDs )
835 B AP, 45T FGIDs 45 5, 32 H R 9% (9R) — AR (IE) — SRR (JE) 2 A, il P B PHER S A F T RE LK
FREA AR, BIF AR B E A, 0 FORHKE BRI MER A RS FN XA FNLE, TLH
R B B AR R T2 B FRIA T, BAA R I iR R AR E R LR, TR B Hopylori B 52 23K
L E R Hpylori %698 E RS &6 7 M - st 2P M, Hopylori B ey ¥ & E 5 805 £/ h 2
H.pylori B3 57 2R EL A NG @ifin T ST 1B LS 6 b B ARk,

ARENEEFT @ H (1) HAT LR () BEHFTEAL B/ Q) RATHAE 5L THED; (4) b
BRI, BRAMAATER, PEELEZELS AR CHRAAGERER EAITAR, LEAEDIEFLEREAERALY
feRHCR A TR A TR

( FFwe 2R

B G & © i © i © ) ) ) 4 i i i © B © B O M ) 2 ) T ) e 4 e i i B © R J O M ) i ) i e i i i & O © i © i O 2

IO O O O N O i O i O O M O M O M O O M O O O M (O M (O ) M O M ) O O M O O O M O ) M ) M ) M ) M ) M ) M ) M ) M )



