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Abstract Objective To assess whether the level of serum soluble lectin — like oxidized low — density lipoprotein receptor — 1 ( sLox
—1) is associated with LOX -1 gene polymorphism. Methods Levels of sLox — 1 were measured in 345 patients of Han population of
eastern area of Zhejiang Province who come to our centre seeking for coronary angiography with enzyme - linked immunosorbent assay,
including 45 acute myocardial infarction patients, 86 unstable angina pectoris patients,89 stable angina pectoris patients and 136 non —

coronary patients excluded by coronary arteriography. The polymorphisms of gene LOX —1 G501C and 3'UTR - C/T were measured by the

way High — throughput SNP genotyping with single — tube PCR with Tm - shift primers. Results The frequencies for the 3'UTR - C/T
TT, TC, CC were 5.4% , 37.3% , 57.3% , and G501C CC, GC, GG were 5.4% , 31.9% , 62.7% , respectively. The level of sLox —
1 were 160.0 £56.1, 132.7 +52.0, 128.9 +£58.0pg/ml in 3'UTR - C/T TT, TC, CC group, and 134.0 +55.2, 127.2 +50.8, 134.2

+58.7pg/ml in 501G/C CC, GC, GG group. There were no discrepancy in plasma sLOX -1 levels between different groups. In sub-

group analysis, there were no discrepancy too. Conclusion Levels of sLox — 1 were not associated with the polymorphisms of gene LOX

— 1 in Han population of eastern area of Zhejiang Province.

Key Words Soluble lectin — like oxidized low — density lipoprotein receptor — 1 ; Lectin — like oxidized low — density lipoprotein re-

ceptor — 1 gene polymorphism; Association analysis
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