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Abstract

AIM: To explore whether the polymorphism
of p53 gene intron 7 is associated with the
occurrence of chronic atrophic gastritis (CAG) in
Han Chinese of Jiangsu province.

METHODS: The genome DNA was extracted
from tissues of 80 CAG patients and 76 healthy
controls, and the exon 7 and 8 as well as the in-
tron 7 within exon 7 and 8 of p53 gene were am-
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plified by polymerase chain reaction (PCR). The
products were sequenced after purification. The
polymorphism of p53 gene intron 7 was compar-
atively analyzed with the standard sequences.
The genotypes and allelic frequencies compared
between the two groups using chi-square test.

RESULTS: In CAG cases, the allelic frequen-
cies of the 72" base pair (bp) and the 92" bp in
p53 gene intron 7 were 32.5% (T-G) and 67.5%
(C-T), and the frequencies of genotype T-G/T-G,
C-T/T-G, and C-T/C-T were 11.3%, 42.5%, and
46.3%, respectively. Meanwhile in the controls,
the allelic frequencies of T-G and C-T were
29.6% and 70.4%, and the frequencies of geno-
type T-G/T-G, C-T/T-G, and C-T/C-T were
9.2%, 40.8%, and 50.0%, respectively. There were
no significant differences in the allelic frequen-
cies and genotypic distributions between the
two groups (P > 0.05). The risk of CAG occur-
rence was not significantly different between the
individuals with T-G and C-T allele (OR =1.14).

CONCLUSION: There is no direct association
between the polymorphism of p53 gene intron 7
and epigenetic penetrance of CAG in Han Chi-
nese of Jiangsu province.
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15 8 K Ao 5 9245 s A 45 K B 5 ) A T-G
(32.5%)#2C-T (67.5%), % A& X I AT-G/T-G
(11.3%), C-T/T-G (42.5%)#=2C-T/C-T (46.3%) 3
F AR b AR B0 5 K B T-GAC-T#Y
IRF S 29.6%F270.4%, 3FFH B A 50 F oA o
#49.2% (T-G/T-G), 40.8%(C-T/T-G)F250.0%
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CAGH) &l 2 F F it 5 & L(OR = 1.14).
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P24 H 4 (chronic atrophic gastritis, CAG)
SElf AR WA RGN, 5 E R AR —
SEMIBE R, pS3BEDEIE A R I 5 N K iR K
PEAH IR VE B s I FE AL pS3AI T X RS R 5 AR
58 (P AR DG PE T 19 BINIE S, 3 R A fikE,
PS3 T RN s 22 A AT A BRI AR S,
pS3EERISE TN B T A T 5 R Ok R e E )
(RSN 7RI Z 1™, ¥R pS3ETA & 123
PELS 9 T A0 -C AGIRAR G E, FeATTHEAT T LA
TR
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1.1 #H BATHE2004-01/2006-0571 F B
CAGHEF# 801, 22\ 5 foi P2, IHHEBRATH
b3 B 2 5 RS I AR O T 64 g
FREAAAT N BE, A TC 58 R I, TECAGEE B o2,
TR BT A S, TR K s BT A
D5 35 00155 TR 2 A TG . 80 CA G
Z BT CHRHERR 2 W B bR E) |, Ho
HRECAG 268, ECAG 3941, HECAG
156, SRAEC A G385 1) 26 593 4 21 218
2 mg. T RIS ZA . 2 mLyTEEL.
1.1.1 224 MIKDNAFRBGAF & (Promega

£ (OmegaAtl); ABIEHPCRY Hifif/HotStar
PCRIEH(QIAGEN); Hi/lg#(Promega’A 7); PCR
AR FL(V-gene A 7]); 3100 POP6I (34
FEABIZA A]); ABII Y & FHER (96 1L).

1.1.2 =24 E ABI 3100-avantHFe 71236
EABIA); ABI 27007 (I 5 4% )P C R 4%
(GEFEABIZAA]); Ependoff DNAZ G i f X (15
EEpendoffA#]); Jouan 4R: A B0 LG E
JOUANAH]); Dy602SHLyK A (VL IR FEIE LB 24
F]); YLN-2000%¢ 6 EER B 30 28 0 i R4 (L
IFEIARHE A F]); Gil-16A 3 3 LR 5T
B A B AR ST T); Millipore s 14tk 3% &
(¥ Millipore /A ).

1.2 7k

1.2.1 DNA#EA 8932 B H Promega 2\ i) Ifil i 41 24
SR AIDNATHGR AL S AZUE R 4IDNA
FERGAH G S Omegafi i H 2L R ZHDN A S HL
IRF L, PR R HEEUDNA. B FH Bt e e v
VKEEARKIMDNAZESE, FiHeppendor i 1R & &
{3 5 DNAWK EE[260 nmP%>0.05L4_F(DNA
TrE>2.0 g/L), WA y50/A 50 LUAE1.6-1.82 [,
320 nmiE KA G H T 4 0].

1.2.2 PCRF ¥ ()T B 56 W RS
NCBISCHk, ff e ek H 3B R B, FIH
GenBank {4t 1 /577 & it 514, i L
AT A K. pS3-F(LUFE514): STCTCCTAG
GTTGGCTCTGACTG3'"; p53-R(Fii514):
5'CCCTGGGGGCAGCTCGTGGTG3 " 1k
P pS3 AT, 841 LTS
1, P T BE585 bp; (2)PCRR W AE &R (B 4k
%20 pL): 10XPCR Buffer 2 puL, HotStarTaq
DNA Polymerase (QTAGEN/AT]) 0.2 puL, 5X
Q-Solution 4 puL, NTP mix 2 pL, Primer 1 1 uL,
Primer 2 1 uL, #fDNA 1 pL, Distilled water
8.8 uL; (3)PCR M 4cA: N FHABI270024 9™
P95 CHiAE P15 min, H{ Touchdown PCR$Y
AR, 94°CAEMES0 s, 63-58°Ci K1 min, 72°CIE
i1 min, JLAFIR107K, 94°CAEES0 s, 57CTIEk
1 min, 72°CHEMT min, FEAFIR30IK, )5 T72°C
JEAH10 min; (4)PCR™W4iAk: FH B R B4
ARGV EEPCRY W1k 51— H ) 41,
V-gene 2> mil L PCRAIAL A ] &, XFPCR™ )
AT I A2l

1.2.3 MR (1) NAEZR: 1 uL BigDye
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(2.5X)~ 1.5 pL BigDye Seq Buffer(5X). 3 pL75] R 1 WEPSIAHSFISUSMEREIIARL K WA # & 5

Y. 1 uL PCREEAL ™). 3.5 uL ddH,0; (2)ill)¥
PCRIAEH 41 96°C 105, (96°C 105, 50°C 5 s,
60°C 4 min) E25/ME#60°C 4 min, 4°CLRH; (3)
WP =P aith: 10 pLI VAR &, 96 LA, WK
/EDTA/NaAciZk; (4)FEHM 7 HIkan, fe8dnx
£ (Data Collection2.0) 5/ H ik BUE i YIS 4 745
PRI MR, RE 433100-Avantigt A& 40 H 1k
AT HLYk, Data Collectionf At H shi kAT Hi 4k Ak
R .

et ACHE K0 745 A HIDNA Sequencing
Analysis5.1 B 878 A Es, SRA500 7 f vk
KR4, F 4T 5075 FHDNA Star seqman 5 bk
W7 FIEAT LEXS, WA A TAFAER A
Je. ZAMESLAS. FHSPSS13.048 HH 4 A 47 %k
It A0 AT, 201 ) f 3 DR 280 R A5 A7 5 DR L 35 R
Hy A8 5.

2 BR

8011 C A G M 76/ g B A K N, pS3277, 8
AP ST DA R I B SR AR, bR AR BT 1 A 2
F7, SFIEE TN & F B IE 7 413 5 NCBISCHR
PP —3, BT & TS AR AN 2
AL AT, HEE20 bp, T — 2 &AL AL T287
W& T 72 bpht, 424045 TC, TRIZ4S FC/IT
3PP, J5— AWM T BTN G T
92 bpht, HLLAFT, GRIZL A FT/G 3FhIEK 7,
P Z S A A L a4 7 C-T, T-GAHl
AEFC-T/T-G 3P ARk, R A ILC-GHI
T-THI4L (D).

2.1 p535%TALSFHMAT-G, C-TASFHEAR %
B E LB T-GHEAL AN 5 C-TEEA 3 K &
CAGHIfERME 2 7 I8l % 2 L(OR = 1.14,
P>0.05). CAGHYL AL IEF A A T-G: 32.5%A1
C-T: 67.5%, {EART AL A Y. (1) 55407 5 DRI A 3 i
T-G: 29.6%HIC-T: 70.4%(£1).

2.2 CAGH 5 HR#A&ApS3ARETALT S50
oA o po s 3SR R AEC A G AR 4L 11
Oy AILAR2. HLE R EOR, CAGAL IR 2 5
DRI o3 A 22 S TG T 2 75 L(P>0.05).

3 1Hie

CAGH B M RERREY), IR]fe g
R EEI 2 P R A CAGS B
{5 2 5 %], Mutoh ef al"WF5T T ik A=
ICdx2-FE BRI/ B, UESE T pS32E N A 11
RUE S RAE R, TR o T AL
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(n, %)

FUER

4 n N
B -G C-T &t
CAGH 80 52(32.5) 108(67.5) 160
iR 76 45(29.6) 107(70.4) 152

* 2 SMEREEANTERIPEID N, %)

HER# CAG{R 1AHa4E
T-G/T-G 9(11.3) 7(9.2)

C-T/T-G 34(42.5) 31(40.8)
C-T/C-T 37(46.3) 38(50.0)
S 80 76

A DL SR 22 v o I R A AT IR A S 2
W, WA 5 a] Be e B g I R A2 PR A &

pS3FE DR 41 s 3 IR R 5 e A 2 R
NI R 22—, At R 42 40 i S50 0 £ 4 4 Jif
Yt G 2 B 5 (K018 52 L ). A pS3 3k IRl s 47
T17p1311, K£116-20 kb. pS3FH H11/7M4h 2
TR0 A%, 2T 1 Di6e. ps3
LR cDNA4 K 2074 bp, &4 I UL HE
28 HScui AR X O 88 1AM R Al 4 (X ey
1179MZATIRALER, 4 1) 85 1 FH 3934 2 L 1R
AR, AR 1 0R R 53 kDalf i i1k 2 1.
PS5 H JL AR T NI A7 Iihdgd. ps3
SRR S R A AR R DA G, B
T AT AEAEpS3 L R SR, B G i 2 11 1)
TheesE MNINS 5 BRI ES. BRE. p53sh
B B A M C 445 BIESE, HpS3
AP IRARRIE AT T 2 5. Lu et al™ il 73941
B EREARMPSIMIIAA B X, RILGEAR H
21%, H 2 8 i SAR H S 40%, W] & TR
T E#(8.33%). Ott et al™ Ky 1 5341 B e FEA K
P53552-1140 i1 [X, RILTAZH H136%.

pS3HELE AT AU SRAL R DA B0 14 i
KB S MAEpS3AEF AT ) 2 WL SEAR S N5
TR ST AT 2 8. 14 R 1k,
TEpS3FE DA A /b m] DR I 2120 22 2 PE A7 55,
FRARIX LS 2 A PRI SO R W, (R D34
2 A5 PR A5 UE S R R R 1) R A AR DR,
R p53 LR 55440 1 1K 55 7225 i - CGC/CCCH
BHRZ AN B3N E 116 bpifi NEL )T

B AT, p53% TR 4
F5 F &AL
W% E—CAGAH
X PR SR
JLARAE s A S
HEMN B koM
HAR KM,
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iR EE

HiFpS3ETR A
F5CAGHI AR %
TV, BT MR
T HLE), SFCAGE
BB E, 5T

Yo o) 24 s TR
AR .

A 2752 2768 2784 2800 2816 2832 2848 2864 2880 2896 2912 2928 2944 2960 2976 2992 3008 3024 3040 3056 3072

G

G G ¢C CcC Cc A C C T cC T T A C C G A T T T c T T C C A T A C T AC
217 218 219 220 221 222 223 224 225 226 227 228 229 230 231 232 233 234 235 236 237 238 239 240 241 242 243 244 245 246 247 248

. 1 GEERD
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—_— (RN

|

|

NMEASERRB
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I VA EE D
eivi=8

—_—

B 1925 1950 1975 2000 2025 2050 2075 2100 2125 2150 2175 2200 2225 2250 2275 2300 2325 2350 2375 2400 2425

1 [N
GACCCCT GGGTCCACCTCTTACCGATTT CT GCCATACTAC TACTCC
159 160 161162 163 164 165 166 167 168 169170 171172173174 175 176 177 178 179180 181 182 183 184 185 186 187188 189190 191192 193194 195 196 197 198 199 200 201202 203

N N

_ KJ *

|

|

c 2580 2600 2620 2640 2660 2680 2700 2720 2740 2760 2780 2800 2820 2840 2860 2880 2900 2920 2940 2960 2980 3000

TR ITTTrrrrrrTlTr.rarnlinil

cccc T G G G c caACC TCTTACT CGATTTCT CCA TACTAC
210 211212213 214 215 216 217 218 219 220 221 222 223 224 225226 227 228 229 230 231232 233 234 235 236 237 238 239 240 241 242 243 244 245 246 247

FIEB6N & T IIMSP T BREITEBEDIAT 55, 5 4R,
pS3FE RSB AN BT RIS 72500 1 2 AR B
(1) I AR D,

BRAME AN, WS R T e ek
852 B NATTI D&, L P R I AT e A 4 ] DAk
KA SRR R SRRV IR W DI, SN
(1) 2 TA RN 42 8 PIAR U IRk, FEAS [ B i
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FINBE, HE— DU IX L SE R 22 25 1 5 g
Oy IEYER R AR, A BT 48 7 N S AR MR 1 st
fe22 3L, pS3FERI BTN B 1 AL T 5 i ¢
AEC YN AN S 7RI 1], Berggren et al'
INH, P33T FAH M ME TR 2 &L AL,
H572 bpAh AT C-TL ABTERL S (L 41), 92 bpkhfy
T-GZ M (B 452). IF HAEFTA A5 1: C

www.wjgnet.com



TUE, F TIWNEAE PSR TAS T SIB M Z BB R IERIE 175
— TRAS I FE ST, SSAEAEAT B2 T—GHIHGAR. from peptic ulcer, gastric carcinoma, and non-ulcer W @ % 44
dyspepsia subjects with histological changes. World A& X3 p53%7

PORC—THMT—GI A [ H L, I B T4
A (R LR A ef alt' HRAE T 3K ML 5
SIEBUAEE, 4 aliA fC-T/C-T, T-G/T-GAl
AEFC-T/T-G 3FPEE IR AHE. pS3HER T
BT 10 2 AR A AN R R A
1k, BRI BB S5 BE DRI 2 25 PR AR Ak, AN TRI SRR
TSI IR M G 45 R AE AR (b, of HAE FH n] P~
A2 5.

pS3ERTN 15 R A DG I A A T8 AN AH
i), GBI, pS3BTN S T2 55 4l
MR (NSCLC), 171 s gtz £ ol A .
NSCLCHE# C-T/C-T R JE R B AR T 153
N, G FHHIE S TIEW A 405 FT-G/T-G
ARG 1 C-T/T-GRURE DR 17 25 10 i I e £ &
B P Ali G T C-T/C-T s (OR 73 1) 412,48 F12.20),
T-G25 7 ik R4 45 2 18 1 e () fe B PR e C-T
A L R 5 1 5 (OR = 1.69, 95% 1] {5 [X [
1.12-2.51), T-GZAv FE R AT e s g & A= 11
&l K 2. 4R 1 Berggren et al” Wi 9% T 15941 i it
S 55 ST LB R o BRI, pS3EET S
22 AR B e 1) R ML B R O%. At
MPAFEL WAL RIFR. BOOR. HA, ENJE
Freh AR [ R N BEpS3 55T & 14572 bpl %
BRI, 1% 2 A& PRGN 22 7 Sivt
S, IR R AR N IE 22 N IC: 95%
FIT: 5% 21 B ATIC: 67%F1T: 33%.

FT, pS3587AN & 15 W S L w2 -
FYEPE S P A ST A WA TE . BATTXT
8O C A G 5 FH 76451 it Fe A4 N Y. HY £
FPAERT B, LR NBEpS3 TN G T2
SUESCAGRIBLINER L HERR KR, R
M, pS3ETN & T2 AU SCAGH BN LA
T IR REAARGRAT 03 29, - HE B R )
FAAE 2 5 IR
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