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[ABSTRACT]

Coronary A rtery D iseasg

Adiponectit  H an eoxygenase-1;

Oxidative Stress

Aim The present study was amed to analyze the associations bew een plasn a ad ponectin hem eoxy-

genase-1 and severity of coronary artery lesions in patients w ith coronary artery disease to explore the interaction betw een

ad iponectin and hem eoxygenase-1.

by ELISA i the coronary artery disease group ncluding 81 patients and the control group nclud ing 35 patients

M ethods The plasna levels of adiponectin and hem eoxygenase-1 were detem ined

Correla-

tions were analyzed betw een these wo biochen istry m arks and the severity of coronary artery lesions( Gensii integrals).

Results Plasna levels of adiponectin and hem eoxygenase-1 of coronary artery disease group were significantly lower
than that of control group(4 87 0 24 vs 13 51 20 93 mg/L, P < Q 00L 38 85 *2 86 vs 220 00 X28 11 Hg/L, P <

Q 001).

Plasma levels of adiponectin and coronary artery disease in patients w ith m ore coronary artery lesions were also

significantly lower than the patients w ith less coronary artery lesions after classification by the number of coronary artery le-

sions  Adiponectin was significantly associated w ith coronary artery disease positively(r= Q 551, P < Q 001).

Gensini

integrals was significantly correlated w ith adoponectin and hen eoxygenase-1 negatively(r= - Q 526 P < Q 00} r=

- Q451 P< Q 001). Conclusion

and w ith the severity of coronary artery lesions in patientsw ith coronary artery disease

actions between ad iponectin and hem eoxygenase-1
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Plasn a ad ponectin and hem eoxygenase-1 were closely associated w ith each other
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