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Glutathione S — Transferase M1, T1 Genotypes and the Risk of Esophageal Cancer: A Case — Control
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Medical Sciences & Peking Union Medical College, Beijing 100021

Abstract To examine the association hetween genetic polymorphisms of glutathione S— transferase
(GST) Ml and T1 and susceptibility to esophageal cancer, a multiplex polymerase chain reaction method
was used 1o detect the presence or absence of the GSTMI and GSTTI genes in genomic DNA isolated
from surgically removed csophageal tissues or scraped esophageal cells from cases with cancer (n=43),
cases with severe hyperplasia (n=45), and sex/age matched normal controls (n=45) from a high — risk
arca, Linxian, China. Results showed that the frequency of the GSTMI — null genotype in cancer cases
(44.4% ) or hyperplasia cases (44.4% ) was not significantly different from that in controls (46.7% ).
Similarly, no statistically significant differences were observed in the {requency of GSTTI — null genotype
in cancer cases (40.0% ) or hyperplasia cases (37.8% ) when compared with the controlled population
(51.1% ). However, the frequency of combined GSTMI = nonnull and GSTT1 ~ nonnull genotvpes in
cases with cancer (40.0% ) and cases with hyperplasia (37.8 % ) showed a significant increasc compared
1o that in controls (22.2% ). Persons with both GETM1 and GSTT1 positive genotypes had 4 — fold risk
in developing esophageal cancer (odds ratio, OR=4.20595% conlidence interval, C1=1.23 - 14.36)

and 2.6 — fold r1isk  for hyperplasia (OR = 2.64:95% Cl =0.84 — 8. 30), respectively. These
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results suggest that combined GSTM1 — nonnull and GSTT1 - nonnull genotypes may act as risk factor in

the development of esophageal cancer in Linxian population.
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GSTM1 1 GSTT1 ZEFH B FEE ¥ X8 .
BE LEEEMANQSERFGAATHNHE
HAPTER 1%k 2, EXXBEAD, GSTML £
H PR MR RS AR 53.3%F 46.7%,
M GSTTI £EEMEEMEBKESFH
48.9%F1 51.1%. BEE LKEENENRE
EEROIAN GSTM1 EFEMHEESFIH
55.6% 55.6%, SN BARKEINTLEE
HE(P>0.75);X M4 GSTT1 BEFMBHERS
Bk 60.0%F1 62.2%, Be = FXTERA, (B2
FIHTEITFEEEE(P>0.10), XEER
F B, BIMH) GSTM1 2% GSTT1 EFE AT A
58EEERETE.

#£1 GSTMI ZF SR SAEEERENEER

GSTMI( +) GSTMI( -) OR 95% (]
¥ % % %
EH X8 24 53.3 21 46.7 1.00 -
HERE A 25 55.6 20 44.4 1.09 0.47~2.50
SE R 25 55.6 20 44.4 1.09 0.47~2.50
#£2 GSTTI EEFZUHSEETRERENLER
GSTTI1(+) GSTTI(-) OR 05%C1
%1 % Lk %
IE# X B8 22 48.9 23 51.1 1.00 -
I A A 28 62.2 17 37.8 1.72 0.74~3.98
REBHH 27 60.0 18 40.0 1.57 0.68~3.62
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WEFM (=594, P<0.025), #EH
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FHY SR S GSTML FHH/GSTT1

PAMEZ & 4 8(OR=4.2;95%CI=1.23~
14.36), BE LR EE A M+ GSTML FH
TE/GSTT1 R EF B E K 37.8% (17/
45), BRE X B, HERRBEK ¥
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PAHEE AR GSTT1 ZHEMBELRBEEH R
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GSTM1 ERH I F H GSTT1 EFEE,

%3 GSTMI FIGSTT1 ZEF KA ERTEERMMAEER
GSTMI(H) OR(95% CT) CSTMLC ) OR(95% CI)
GSTTI(+) GSTTI(-) GSTTI(+)  GSTTI(-)
E#Te 10(22.2) 14(31.1) 1.00 12(26.7) 9(20.0) 1.00
BEREMmE 17(37.8) 9(20.0) 2.64(0.84~8.30) 10(22.2) 9(20.0)  0.83(0.24~2.89)
REERN 18(40.0) 6(13.3)  4.20(1.23~14.36)" 9(20.0) 12(26.7)  0.56(0.17~1.90)

EHESHBEFAHTIE(%); » y*=5.94, P<0.025
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