55 27 55 10 ] B = E K K ¥ E R Vol. 27, No. 10
2005 4E 5 H ACTA  ACADEMIAE MEDICINAE MILITARIS TERTIAE May. 2005 1039

SCRESES £ 1000-5404(2005)10-1039-03

GSTM1.GSTT1 B & & &4 5 & E A 87 5 BRE KU X &
EEM, L FoEER NNALF (B = FE 1 b J T I [ 9 AR AN ROE 5T B bk R AR L TR IR 400042)

BOE. HMY R RS G GSTMI  GSTTI JE P & 25 0 ob [ BT #0 S XU K 2, ik OB TRR
b T 0 A R AS 81 3], 50 % LA b % HELZH il A% A< 90 {81l , M AH R il $REHL DNA, K 1 5 A Wi 6 520 (PCR) 4 BT GSTMI
GSTT1 TCRCHEF B4R A% . G50 GSTMI JGARLIE PR (e T 9 ARE 00 % L1 A1 051 32 43 301K 54.3% 4449 , P £H 18] G Sk
EG R (P=0.197, OR = 1.486,95% CI 7 0.813 ~ 2.718) ; GSTT1 JC78 K P4 Y 75 if 7) I ok HELZHL o 4 A 43258 4 30
1 53.1%F1 53.3% , W2 8] R i 2257 (P =0.974 , OR =0.99,95% CI 7 0.543 ~ 1.807) ; GSTM1 JCRICEE R BY 5 3F
GSTT1 TR HE B P80 5 7 40 v () 23 A6 9058 2 309% . 13.3% , M4 ] S 5 22 7 (P = 0.034, OR = 2.314,95% CI 25 1.054 ~
5.076), & GSTMI TLRBCHEE R4 I GSTTI JoAk 5 PR Y 5 7 D X 7 97 A 9 B S DG . GSTMIL, GSTT T2 [H Y
5 ) T 2 o ALK [ 6 B 4G A DG . GSTMIL L GSTT 6P 22 25 5 i 9 B A0 0 A 4 6%

SCHIR . A H IR B B Il s CSTML; GSTTL ; 754 s A o1 A

th Bk S . R345.5; R394.2; R737.25 SCRRARIRAD: A

Polymorphisms of glutathione-S-transferase genes GSTMI1 and GSTT1 and prostate

cancer risk in Chinese population

WANG Ya-lin, JIANG Jun, WANG Luo-fu, LIU Yuan-feng ( Department of Urology, Institute of Surgery Research, Daping Hospital,
Third Military Medical University, Chongging 400042, China)

Abstract: Objective To observe the relationship between the glutathione S-transferase genes (GSTM1 and
GSTT1) and the risk of prostate cancer (PCa) in Chinese population. Methods Blood samples from 81 prostate
cancer patients and 90 controls with age above 50 in Chongging were collected. DNA was extracted from each blood
sample, the frequencies of GSTM1 and GSTT1 genotypes were analyzed using polymerase chain reaction (PCR) . Re-
sults The frequencies of GSTM1 null in PCa was 54.3% , 44.4% in controls, suggesting no significant difference
between them (P=0.197, OR =1.486,95% CI = 0.813 — 2.718). The frequencies of GSTT1 null in PCa was
54.3% , 44.4% in controls, suggesting no significant difference between them (P =0.974, OR =0.99, 95% CI =
0.543 - 1.807). The combination of GSTM1 null with GSTTI null gene type was significantly less in PCa than that
of the controls ( P =0.034, OR =2.314, 95% CI =1.054 — 5.076) . Conclusion Neither the GSTMI1 null geno-
type nor the GSTT1 null genotype was associated with prostate-cancer risk, but the combination of them both had sig-
nificant relationship with prostate cancer risk. No statistically significant associations were found between polymor-
phism of GSTM1 or GSTTI with disease status and Gleason grade of PCa.
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Fig 1 GSTMI genotype detected by PCR (2% agarose gel)
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M: DL2000 marker; 1,2,4: GSTTI (wild type); 3,5,6.7.8: GSIT1 (null)
B2 PCR#M GSTTI HER (2%IHMEHRE)
Fig 2 GSTTI genotype detected by PCR
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Tab 1 Associations of each gene type with disease status and
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GSTMU/T1 (null) represents the high risk genotype with both GSTM1
(null) and GSTT1 (null)
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