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[ABSTRACT]
(HO-1) pranoter region (GT) n repeated sequence polymormphisn and the inflience of the level of serum bilirubin
M ethods
chain reaction-native polyacrylan ide gel electrophoresis and the level of sem biliubm of each patient at the same tme
Results TheHO-1 genotypes were classified mto three groups LI, LS and SS  The LL genotypic
frequency and L allele frequency in CHD patients was significantly higher than control group (P < Q@ 05); the L allele fre-

H eme Oxygenase-l;  Serum Bilirubix ~ Coronary H eart D isease G ene Polym orph ism

Aim To mvestigate the association between coronary heart disease (CHD) and heme oxygenase-1
The polymorphisn of HO-1 gene in 337 CHD patients and 240 health controls was analyzed by polym erase
was detected

quency had different distrbution in single double and multivessel disease (P < Q 05), and the LL genotypic frequency of
multivessel disease patients was higher than that of single and double vessel disease patients (P < Q 05); biliubin level of
LL genotype patients was significantly lower than that of SS genotype patients (P < Q 001).

Conclusions The poly-

morphisn ofHO-1 pranoter region (GT) n repeated sequence plays an mportant role n CHD pathobiology process L allele
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frequency is a risk factor of CHD, which m aybe correlate w ith its potential ability to decrease the semm bilimubn
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