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(i E] BH:R RUNX3 EE 64T RATERE B XK X EE AR G B RE DI, H. pylori
RRIRE BRI RUNX3 B E C364T RABR, TR B SREFMAEWER, ik FH PCR - REMEH BKE
LA (RFLP) M e B 2 & (X 169 42 3558 A .86 1] B R 8 A B IR R X 192 443538 A AN 92 i B o s i
RUNX3 R Z35E. Rt B RAREBAEHBE H. pylor FRYEFIBAYE S ) RUNX3 RAER, &5 A HE
R EEX, BEARE RUNX3 2K QAT REMRGEEAE LB EER (12 =0.57 M 0.16, P >0.05), Mgk
HBTHBXR . REX H. pylori AMEEREY, RUNG BFE R TR WL EEHE, &i: RUNK3 EH 64T B8
RHEARRETES EKEAXEEMNREZREE, MA H. pylor BYSHE BB RTEERH RUNX3 JEH C364T
RESY,
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Relationship between RUNX3 gene 364 locus C—T mutation and gastric can-
cer in Chinese
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[ABSTRACT] AIM: To study the frequency difference of RUNX3 gene 364 locus C—T mutation between normal people
(controls) and gastric cancer (GC) patients, and mutation in gastric mucosa of subjects with H. pylori infection. METHODS: Ge-
nomic DNA was extracted from peripheral blood and gastric mucosal biopsy specimens of normal people and GC patients in lower or
higher prevalence region. Gene mutation was analyzed by PCR — RFLP. RESULTS: The frequency of RUNX3 T/T genotype was
no significant difference between controls and GC in lower (32 =0.57, P>0.05) or higher prevalence region (x*=0.16, P >
0.05). A higher mutation rate in mucosal tissue infected with H. pylori was not discovered. CONCLUSION: RUNX3 gene C364T
mutation may be not a genetic susceptibility to GC in Chinese. The mutation is impossibly involved in the pathway of H. pylor in-
fection resulting in gastric carcinoma.
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Figl RUNX3 gene polymorphism. Lane 1: a standard DNA lad-
der; Lane 2: C/T genotype; Lane 3: C/C genotype; Lare
4: T/T genotype.
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Tab 1 Comparison between RUNX3 genotypic frequencies in controls and gastric cancer cases in low — prevalence region and high — preva-
lence region
Genatype frequency of controls and patients in two regions
Loci Genotype L — controls L - patients H - controls H — patients

(n=192) (n=92) (n =169) (n=86)
RUNX3 c/C 184 86 161 82
C/T 6 4 7 3

/T 2(1.0%) 2(2.2%) 1(0.6%) 1(1.2%)

Sex — adjusted T/T 1.0% 2.4%" 0.7%* 1.3%°

L: lower prevalence region; H: higher prevalence region. * L.~ controls us L - patients, y2=0.57, P>0.05; " H- controls us H - pa-
tients, ¥*=0.16, P>0.05;" L~ controls zs H - controls, ¥*=0.23, P>0.05.
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Fig2 The freque.ncy of RUNX3 T allele in intestinal gastric cancer

and controls in high and low prevalence regions.
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Fig3 A comparison of RUNX3 T allele between with H. pylori and
without H. pylori infection in gastric antrum or corpus.
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