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[ Abstract] Objective: To investigate the single nucleotide polymorphisms(SNP)at — 157 site of the
CST3 gene in Hans and to analyze its correlation with the cystatin C (Cys C) level and coronary
atherosclerotic disease(CAD).  Methods: A case-control study was conducted in 282 suspected CAD
people who were divided into CAD group (130 cases) and controls (152 cases) according to the coronary
angiography. The genomic DNA of leukocytes was extracted from venous blood and the nested PCR-
Direct Sequencing technique was used to detect SNP at — 157 site of CST3. Relationship between the
genotype or allele distribution frequency and CAD or Cys C levels was analyzed. Results: There was
G/C variation at — 157 locus of CST3 in Hans (GG, GC and CC genotypes), however the allele
frequency and genotype distribution were not significantly different from CAD patients and controls.
Serum Cys C level in wild-type homozygous carriers was significantly higher than that in mutant carriers.
Conclusion; The study shows that among Han population, the SNP of CST3 gene at — 157 has no
direct correlation to CAD but is related to serum Cys C level.
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