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Abstract This paper investigates the relationship between the polymorphisms of ACE gene and the breast cancer with abnormal
Hilit in Chinese Han population in Xinjiang. The breast caner patients are divided into four groups according to body fluids based on
the Uighur medicine theory, the polymerase chain reaction technique is employed to detect the genotype and the allele frequencies of
the 1/D polymorphism in the ACE gene in 124 breast cancer patients with abnormal Hilit and 72 normal control subjects in the Han
population in Xinjiang. It is shown that the frequency of the I allele and the Il genotype is significantly higher in the breast caner
patients with abnormal balgham Hilit than in the control (P=0.004; P=0.018); the frequency of the I allele is significantly higher in
the breast caner patients with abnormal balgham Hilit than in the breast caner patients with abnormal black Savda (P=0.012). It is
concluded that the T allele and the II genotype in ACE gene may increase the risk of breast cancer with Uighur medicine abnormal
balgham Hilit.
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Fig. 1 ACE gene PCR amplification products
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Table 1 Breast cancer with abnormal Hilit and the control group of ACE gene polymorphism frequency comparison
" Xif HR 4 ey lilec| JIE B2 Rl e
' v g P OR(95%CI) kP OR(95%CI) kP OR(95%CI)
DD 36 31 21 8
ID 19 16 0.957  0.978(0.431~2.221) 10 0.829 1.108(0.438~2.826) 6 0.564 0.704(0.213~2.326)
I 17 17 0.723  1.161(0.508~2.653) 13 0.555 0.763(0.310~-1.877) 0.018 0.291(0.101~0.833)
ID+IT 36 33 0.491 1.267(0.646~2.485) 23 0.812  0.913(0.431~1.934) 19 0.069 0.421(0.163~1.085)
D 91 78 52 22
I 53 50 0.706  0.909(0.556~1.484) 36 0.533  0.841(0.489~1.449) 32 0.004 0.400(0.211~0.759)
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M2 I Y S SRR T L o 4 -5 S IELYR i Y
FUIRE S ALR ACE JE DA B A RN S0 JE PRUTR BEA 3%

255t S A T LR R A T A IR R BT
W L R (P=0.012) . FHILTT WL, ACE JEH A T
SEA R ] RE S S w BN SR A LRI TC
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Table 2 Frequency distribution of ACE gene with the abnormal Savda type breast cancer patients and other abnormal Hilit

breast cancer patients

A Ryl EN e JIE 5 2H X P R s X P
DD 31(48.4) 21(47.7) 8(29.6)
D 16(25.0) 10(22.7) 6(22.2)
I 17(26.6) 13(29.6) 0.142 0.931 13(48.1) 4.312 0.116
ID+II 33(51.6) 23(52.3) 0.005 0.942 19(70.4) 2.743 0.098
D 78(60.9) 52(59.1) 22(40.7)
I 50(39.1) 36(40.9) 0.074 0.785 32(59.3) 6.258 0.012
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