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[ Abstract |

patients with obstructive sleep apnea hypopnea syndrome(OSAHS). Methods

Objective To explore the correlation between oxygen reduction index(ODI) with blood lipid and renal function in
Selected 208 patients by polysomnography (PSG)
and diagnosed as OSAHS, divided into four groups according to ODI(ODI<C7,7<ODI<(18,18<CODI<C38 and ODI>38). Four
groups were compared in total cholesterol (TC), triglyceride (TG) , high-density lipoprotein cholesterol (HDL-C) ,low density lipo-
protein cholesterol (LDL-C), apolipoprotein A1 (ApoAl), apolipoprotein B ( ApoB), urea, creatinine, uric acid and other differ-
ences,analysis the correlation between ODI with blood lipid and renal function. Results There were significant different in TC, TG,
HDL-C,LDL-C, ApoB,urea, creatinine, uric acid in four groups with different degree of ODI (P<C0. 05) ;ODI were positively relat-

ed to TC,TG,LDL-C, ApoB,urea, creatinine, uric acid levels,and negatively related to the level of HDL-C. Conclusion ~Abnormity

of blood lipid metabolic and changes in renal function are associated with the increase of ODI in patients with OSAHS.
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