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Abstract

The close relationship between H pylori and
gastric mucosa lesions have been commonly
recognized. H pylori infection may cause the
unbalance of gastric mucosal cell multiplication
and apoptosis, which are closely related to the
pathogenesis of various gastric diseases such as
gastric cancer. The complex network system of
p53 gene plays a vital role in the regulation of
cell multiplication and apoptosis. This review
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makes a summary about the relationship
among p53 gene downstream network, H pylori
infection and gastric mucosal cell multiplication
and apoptosis.
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H19834EWarren5Mashall )\ B 2 ik b 43 25 1
WA [T IR AT B (Helicobacter pylori, H pylori))a,
WA= X H pylori &G 5 8+ 38 5w 1)
KAEMNZTT M ToEoE. LW, H pylori
PR R E BN, 5 E IR A% VA
K, 19944 Mt A LR B iE AT T LA 2
YH pylorid| g NJE T REURKT. 76 H FhIE
AR, Correal I IE W B FiE— 181
R H % (chronic superficial, CSG)— g2
4V 4 (chronic atrophic gastritis, CAG)— I -
JZ AL/ (intestinal metaplasia, IM)— #7549 4=
(dysplasia, DYS)— 5 J(gastric carcinoma, GC)
X I A KK AT, H pylorifiilh
13X — b B A I R SE S AE R, (LR D)

¥ 54

B 19834 Warren
5 Mashall A\ § 46
B 4 3k 1
AT (H pylori)
J&, B PRIt
H pylori% %5 §
+ =3 & A
EE VN
TR, ALE A,
H pylori %1% 1% 8
XL LB RA,
5B RO AEE
WAk, H pylori
B e T3 A R 4
JBE 2w fie ¥ g8 5 A
TR M, X5
A B AR
*. LA A
B, pSIK B X —
A2 YE R =
Ligamad ey,
KRBT LR,
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EMG(EEA
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WA B A

H pylori B % #=
P33BT AR
XA RAE
BAAEE HiF
it — & 48 = 3L
AP,

IAE R BLEI M R SE 2 i B . H pylorii& e n] 5|
5 20 2 4 e 184 4 5 O T R 2R A, I HE B0 B
P VA OC, L MR, ps3FENIX— &
R ) 4% 28 G A0 2 A M T 5 I B 1 0 R
o R EER. Blps3 PR M 4%
H pylori. BN MRIGE . JT- 2 M E R
ik k.

1 p53ERMBERR SARBT . 1BEINXR
1.1 p53¥g Lk MFash it \pS3FEER 1175 42
Ak(17p"™"), 2K Z20 kb, 114N TH10
MNE T, w393 AR LA P53 H .
PS3EE A% N BRI AL AL (1, LADY SR A4 B 30K
RIS TARN. pS3RE AT SA = BEOR AT X, B
AL T 5-840 81, SRR IEHpS3 K
R LAP A1) L1077 LS DN A IR X 454, (P53
WA SN T HE . DNABUG G, ps3FkA
Ak, NI A5 3 4036 1) 40 a0 350 25 4 0 ik ity
(cyclin dependent kinase, CDK)#I |7 |p27">' 1
DNABE RN GADDAS I &5 L, {40 e
G A KA, HEATDNAME S, fips3 LA
B B 52 A8 () 41 i, DN AW 5 A el p 53/
SHERENG W FIDNAG S, Bk (s R
B2 A0 M NI, B 4 T BUBE R ) R
A0,
1.2 mdm2 3 B o5 45 M A= 48 mdm2FE R 2 LT
NGt k129", S mRNAT 12 £iE
TIEH NI 2 A, Basll e =i e, ik
IS il HRAE, A0 A A B B AT P
MDM2 % A=) B HAR T X, I b I
G, A T IX, 19-102% 35/ X Ik, femdm?2
SipS3 M H 45 53847, TTIX, 181-185% IR X
B, KA X, 2212728 JE MR X I, i%[X
B B AT 40% 2 AR TR 2R T 3 1) = B R
XK, At SHALSE A ASSIRNAL & IVIX:
305-322 % LR X Ik, ZIX I EH —ANEEIR S,
V [X: 438-478 AR X 3, % X & AT — AN Fh 4R
gike), WA SR - A AT AR BLAE R, e] L
L DNABRNAZE &1,

MDM2# A F et 5 P53 8 AR g
A IR T L 45 5 TIPS 3-MDM2 & A4, itk
wipS3N TSR DI RE. AL, mdm2 5L 1)
P 1 % A3 L AT s QB AE Y, 5 e s i
3‘%[3]'
1.3 PUMA® M5 4k ps3 BT HI40 i
FT- K T (p53 up-regulated modulator of

apoptosis, PUMA) 20014 1 Yu et a/*'FlINakano
et al™ 2T FF/NALFI IR B, AEBel-22E A
FRMMEI T 0t 2 —, B K E g8 o4
H, AT AN Ep S PLE S S35 0. PUMASE
K27 FT19q, cDNAAK 1.9 kb, Feg A H4N4H
BT (los 2+ 3¢ HARK, 14~ d 193402
FR AR AR 1, 18 A T ERi R |, Bel-2
EARGETREE T E AL SRS 1A
H9/M 2 JL R (LRRMADDLN)ZH i (I BH3 {45 45
k. PUMA [BH3Z5 i 38f7 T H 2 5L 7 41 1)
H141-14907, H/b 85 P UM A 548 f4A,
B KRB SH T e,

PUMA Zp53 1) R, PUMA Lt H
TP T Eps3 &AL A, R T E S
RIS, ps3v) H S AL fU4h & AT (g 2t
PUMA¥ SRR (13K, PUMAE R X BH3 45
Fik 5Bcl-2. Bel-xL. Bel-W. Mcl- 125401/ -
WAL, FHE AR IE P38 n R e i
{12 CHISmac/DIABLO(second mitochondrial-
drived activator caspase/direct IAP-binding protein
with low PT), JB 2041 B 5 .

1.4 p21 3 B8 s M Fosh it p21V AV PIL SE A
T NGt ih6p21,2, HDNAKERS kb, 1%3E[A
2.4 kKb M8 kbAb %47 — P53 R kP
IS AT, E LUF1-2 kb R MyoD
(myogenic D, WUEMEH KK 4G X, 7L
£50-104 bpZ HIR A Spl4i & X, p21 3
(238 WP 1 HE FUE AL T 40 f Az, Hi1644
RILRI N, & RRR, NAuH21-26% 3
541 5 E DL E(cyclin D, cyclin E)4%
&, CAR U 55 124-164 20 HE 1R 55 14 5 20 i A% iR
(proliferating cell nuclear antigen, PCNA)45 &,

1) 5754972 5 3 198 15 40 o J0 040 6 1 2 1 g
2(cyclin-dependent kinase2, CDK2)4% .

p21 v Hps3 W& R AR,
P21 VATV LR 53 DR e B ) RN 2
—, IR LIF2.4 kbAb A —ANPS3 8 A 14T
S I B R NP IR N N ]
SR, BAERIPS3ER AR T2 RN, Al
LR R IE. p21 B RIS = Y)P2 1 A& H
HI O A0 PR LA e 2 W A o 3 1) A i )
WA E . p217] 5 )L —4~Cyclin2CDK
BEWES, |z ilf % Cyclin-CDKE A
Y, WicyclinD-CDK4/CDK6. cyclinE-CDK2/
cyclinA-CDK2, {HX}cyclinBAHIE & AP
RS, TR, p21 (¥ i 2 3E nT A 41

www.wjgnet.com



TIRNL, 5. po3ERMESSH JRNEHERRXAARERE

683

F A IR TG 30 G sk ™, Wi DN A
it R AEAES 2 /i, P215E (1 32 22l i 5 CDK-
Cyclinghi & FF4Mfi H D Ge AT 40 Jia 5 345 0 TG,
W, MR EAES IR B, P21 A E B R S
PCNA 1452 KA HIDNAT) & 1.
1.5 bax#y 2 MFe g bt Oltvai et al'"#E19934E 1
JEAE 1A 3 3(TL-3) MR 40 A ) Tk i rp e B0
TbaxKEH, bax KR w521 kDalf & M, H
192N Z PR B, Bax i H 5 Bel-248 [ A Y5k
B, FImRNABT# 77 5UA A, Bax mRNAF o
Bv 8+ ys o C 6FANY. BaxjEBel- 25K 1
S AN AT 40 MR T AR R
Bax 2R 76 1k AR i vt 21 3 AR 41
YERI. Bax & FA4E hps3 NNV Z # 1, S5Bcl-2.
PS3HL[A 2 5 PR T IR T AR SR 45
P, WA Ep S IR KA T, R IR M
FEBel-25 IR IA WD, Baxik (&A1 £, Bel-2/
Bax il F %, Bel-25Bax (K B4k b,
Bax [l ¥l A L. Bax 5L RAILE &, B
BB E VLR AL G W), LAk A R IE,
PR R AR U N, AL 41 L 3 C
P15 % A F(apoptosis inducing factor, AIF).
R R A%, MM ERCHE ST N T
-1(Apuf-)HiCaspase-9, 45 & LI G4, /EATP
Z 5, ficaspasesti [ M 5005 K A= i ik 2% 1k
B, il caspase-3WUE AL R ZHIDN A
[Fcaspaseli %R N V)i (caspase activated
endonuclease, CAD), i JlJik I ZHDNA Z i R vk
DNABE M K#F(DNA-PK. PARP), i&HDNA
&5 e I BA%; 73 A i 4 (Wi Lamins) S50 T
PAT IR

2 Hpylori 58 ERMIRAT ., 1ZENXR

TEH RGN 450 5 T e HORUT R 2 41 i
458 (Pro-liferation) A1 T (apoptosis)Z [A] 1 5))
AV, W R AT Re S R AR, KERFITR
WH pylorr&Gsn] 5l H R bRz 3 ) 2 050,
R 40 Hu ok BE SR AR T, 2H pylorrE 480 H i
RAEMBLSEIZ —.

2.1 H pylori 51 42 B ZE0E £ m e 38 s mik T
S A0 M TR R DR ZH R AT AN AR E I, 4 i B
PRI R, B3N T DN AT R = AR JE A A
(AR V. HAT 22 53 28 00 20 10 e e 1 - 30 4 i 5
B oy 2 BUR ) B BT R A AL B 1
DNATFA S| L IHME SR N AR B sh M T2 R Gl
ZA N BB AT, A AT AN R A R R
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Sy . B4 5E 41 B AZ B (Proliferating cell nuclear
antigen, PCNA) 23834 TG, S, G4
1 e oA 25 S N B e A HHAR K. PCNARES
DNAZ Fg4h &, A& E G s 4 i 3 eIk
APV, WO IIP CN A W] J It 4 i 384 5t
1E. Kuipersw et al'" W57 T H pylorii& 4t H
FZ 4 NS AE 1 e, RIMH pylorifHPERYE R &
H5H pyloriPI SIS R AAHLL, B SRR
S o B4 5E I PR, 42 5e =AY 4 wkE, AN
VWH pylori e R, RIS 5 W] Wi .
[ i FHPCN AR ImAbIEAT RN, K INH pylorildk
P H FEPCNA R E3RIK, TEVEFRH pylori
Ja, RGP B E T WYHH pylorigafe it
RGN PG, B 0T bR A A A A g AR T T
RETE. WHICRYIH pylori G 15 18 5 A i K 1
A%, IWIER S /RS . btk
Ay NHRRIME AR, 4 R G A A
n, e S R EIH pyloridE G ARG 4] 2
A7 LR IR K22 S, $RRH pylorid el i G4
TR

2.2 H pylori# - B #6B L & 0 j0 8 = 3§ An
Moss et al'"GEH pylori g4 i) 5 26 HE4T 40 i
FIT-WIWESY, KIH pylori &4 1r) H &k _F )%
PHT-40 0,5 16.8%, BH pylori¥ T (2.9%) AR
KRH pylorii&d7 o (3.1%) 5 2 W h(P<0.05). #
WH pylori & HLRETS 40 A T2, JFRIE b1k
g0 Fa s iE 5 w5 Ar, B R L. Peek er al i
RRINCagA(+H)H pyloril& G4 F5E L 5 41 i
34 5 $5 % (proliferation index, PI)#CagA(-)
NKICH pylori @Gs35 W] S 1 0, 10 T8
(apoptotis index, AL) JIAHX AR, AL, 76 38AT
AE RS GG 8 98 T2 38 D0 PR 15 0 T, 40 i R B T
Whne S8 CagA(HH pyloritii 4 kL H I
() £ 65 P S . A 45 R o B R 2 4
s AN I, H pylori &G 5 HE
TR IV 5 RGIBE b R A i O TR BE 2 S 02 T Uk
DA R, $FEORH pylori Ik S EAE O 1)
AR B AR N,

h T OREEE RN S, 4 R T
SR MR G A, — B A A o i
B, W 5 5 5L R B P B 5 AT Rt 4
JIBE T (R T BTl B P97 1080 8 ) 1 1) 1) 43 584
Y b 2. — HOX Rl “ bk ” HLEIR R,
A2, ALk 1T it v IR IC R 1 1

M, H pylorfiE G R 51 E F R 40 1 iH
ToHGIN, B S BRA, TG KRR S T,

mi £RHE
Wang et al#F R T
B B AT R
% P H pylori B 4
AR EA, R
RIERER X
W, EHME X
. WAL
FHERL. 5
SACE BN A
B, BAps iR
PSR,
FHMERA. Ao
Rl
B A 361 (30%) -
241(33%) 184
(60%) & £ ik, #
T 184 pS3ratt &
540 B A 114
H pyloriTat, 3t
WAH pylori B 3 7T
ERRBE AT
BEFpS3RE.
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AL AAMET
PI3TF i A E M %
5H pylori. &%k
JBE 2m e 3G 78 B
TZ K F, X
LR, FAML

SO FLAS FE BRI 08 2, 40 M R v
e 2 S EOR LT AR KT 2.

3 pSIERMEEH pyloriEGE F RIBIRAE
T, I8ENXR
3.1 pS3 W M6 X % ps3N 3G B LR
Bk — AN 4 R GE, H AW F RN 2
2 A T YR A R U DR R ok e A
MR k. DNAZHISEE . T
5. pS3U AL AR AL DR T i 5 4 SR Y4
FEDHA I T, P2LRIPUMA S 531 341
T S 5 RO A0 M 0 1 [ DG B B TR . PUMAYE
PIZMAEIE I T H AR, PUMA LS 3)
TIPHI EpS3 4G s, B2 2T T A5 5 4%
Jii, p33] H A AT 45 A ML EPUMA
SRR ARIA. ps3nT LA EIBaxfRIEK T,
BaxFIPUMA SRR %S4l i -, 546, p21
YEJp 3310 R0 1), ATpS3 M5 Dife.
AN IDNAR 5, pS3ER ARR, ip21 LN 3%
i LR A L BEL A TG0, DABRAS IS TE), 140 i
HENSHARTE F S (DN A, 5 #l (1) ) #EpS3 11
BRI , MDM2H1E— P 3E R, MDM2RE &
PSIELLN) N, MOE P p s3I E LR T,
P33 5MDM2Z WA AE—Fh HAH S A5 75 3 i
— 7T, pS3HEtE Ik b 45 A MDM2FE D R
fh e 5%, [RIINMDM2 X RES: 5ps3, e 5407
RUELFE T p53 R KAF X, I 40 ilp 531 D)
. MDM2 Sp53 11454 ReE ilips34ia 2 T,
T 2 R A i p s 3 ™, X AT i
PRI T BEEAE T S p SA R AR KT, A T4
PRLFFD L8 A KRR B I .
3.2 pS3RAML. Hpyloris § L& 4 heL A
. WX R H pylori G A7 T 40
2257 Nk, 35040 fEDN AR5 R = AE R4
35 A 1) S 6 1 38 vy, i LT | 40 B ) ik A
RA | AU B RIA, A T
EWpSIAEAE T A R4 b, IFPER “ o)
FHEEL” (molecular police-men) i #1411 A Fk K] 2
e #EE. A DNAS, ps3REAE S HIfE 1L, B8
BIMIDNA; 1B E R, Wps3 [ s T R4t
S G0 B AT, BEL L A7 8 7 10 P DR 5% A% 40 i
PEA. pS3FRAR DL G I R E Hops3 A 1A D)
RE. RAMpSI A TEVEE K, S e 4 40
Jf [ R A D s DR AR s D], Wang
et al™ W50 T B M I RN AR R H pylori &g
FRHE AL, SR RIMAENTEE RA . FEqtk

BRA., A d. REE A, S
MGG, B Eps3 e i 4l 5
B Al B A A 361(30%) 241
(33%) 18151(60%) 1315, Hor184ilps3 APk i
AL LVBIH pyloriBHTE, WHIH pylori &k
AIE g R A A Sps3RAE. mtE et al®!
WEIT TARBRH pyloriXt P53 FAKIE NI M, 45
R Rp3FIL TR HAEH pyloriBITEHE B ER
RY5H pylorifIVEE BV AZH Lo AT AR5 B2
P25 57 (P<0.01). BRI EH pyloril¥ 455 R o i
KR JaH pylorifiBHYEZLAALE, 227 3F 0 W%
(P<0.01). KWH pyloril&Gn] Lt B Rps3 K
KGR, H pylorifRBRIGYT Ja K BRK. 7 4hit
KEL, PSIREAGROIPEAPCNA R m T 440
FAPEAL, $E7RPS3EE 1 A IL B A0 i 18 5 DI AR
K, RUH pylorriBHe ] £t 5 2 L 57 40 g
B, AT AR Rp 53 HE D AN W Y 0l 31X 0] fig A 1 e
RAM— A2 JGUAL

W R IIMDM2 i R wips3 B A b
WIRe, MR AL, MDM2[1) e R
IR FE DR (R4 3G Rk ik, AT A wep 53 (1410
JEh e k. Kodama et al™WE9Y T H pyloriti
B0t B &G T MD M2 RIS R, 25 3 W
ARG M D M2 ¥ 3k B BAIC T IR e &, 7R
YU H pylorifRBRJG6 moli, MDM2EK LK
W] & FEAIC.

PIZE AP TR FPUMA, Z2il 4
KB RIMK—ABel-25K % BH3-only VK&
B UL, PUMART LU idp 53 s 1t g 2 phs 5 5
JAT. Wei et al™ W58 T H pyloriiBil P53 A XK
GRS bRz A A, 45 R oRH pyloriff
TH LS S HPS3E A RKIETPI3EA
i L, P73 T B0 TR PUMA
e LR I ZRIE B, KR er alPY
F T pumaE R Jenf NHESGC-790140 /i
PR 1 R T 1) R e B AR PR, &5 R EoR
PUMA )35 SGC-790 1 41 s 1) 384 51 g 1 BRAR
FERW T

Tian et al”WE5¥ T H pylori 5 B fl %
DRI A 15 8 R A3 0 v R IE 2 TR I R &R, 45 R
BoRrp2 1" HEE ERE R . 5L
A HR A RIS B A, RS H pylori &3 G
VL. R4 et al® YEWIFH pyloril&HYs Eras
S PIP2 1 R IA G R I B, g el
Jerh T 95 728 2 23 I ras 2 IR 26 1 2467 2 Al 1 R
BHH pylori &2 5 T A%, HP21HEH
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I BERIETEH pylorrB G40 0 2 w5 T oIk gL 41,
PEIRH pyloril& Y5 v] e 5| #ras 5K 55 1247 %
7 1R SRR . rasHe R S48 ] 51k P-4 P21 5
F1or T IR R AU, S BUL e H A
W IE, FEREFREE ) A1 AL B A5 T, SR 40
FRELIGTY, 35040 AL

bax ZEEMEM I T IEH 2 —. X|ifg
W et al®"WH9X T H pylori&4e AR BRI TT X E
FE AT AR A ZU P2 T AL I Bax B [ R IA 1 %
W, &5 IRH pyloriBHYE S T AL 4 Bax &
HRH R IA R B 5 TH pyloriPE S 758 1%
A5(72.3% vs 48.0%, y° = 4.191, P<0.05), H pylori
G B BaxPHPERRIE Sy 9 IEAR @ = 0.978,
P<0.01). & =BT IRBRH pylori)a, Bax’& [ FH
PER IR RIIRTT 1T 2 PR (70.3% vs 43.2%, =
5.506, P<0.05), TH pylorif) } B % Bax & (1 FH
PERIE RN TAZL. Lee et al™WE5T T H pylori%f
b A i ) s e A T DG R A B R AR
PERIE, g5 B oRBax R IEE R At A
RH pylorifATENEH pyloriBTELH F ik W B
. RH pylorii&Jn] UEEBax 8 &
ik, XV REAEH pylorii& 4 5 H R H B 4 i
PHToI EEEHLE], SR LA s
PHTCIR I 250, AT &G e 4n i 5 T
PR

H pylorr &G Re- T B[R] B R 5% A2 (1 19 58
S5 I R A SOAH DG T R R DR ) s i
VRH pylori)a, &G40 MG 5E 5 08 T 1 R A
P SEAEAS R A2 A T AN [R]; [R) I 5 9 i 95 A2 1Y)
93 HE AR (10 38 A RN BRI B AT BT AS )22, DTk,
$RH pylorrF 4% J5 B W A2 108 (1)1 5 U3 AT
R, TMH pylori &G Rps3 K T ERE A
KA IR LA IR EE, ARk PR
b i) b,

4 BB
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