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Abstract Objective: To investigate the clinical significance of obstructive sleep apnea hypopnea syndrome( OS-
AHS) and its intervention in the occurrence and development process of coronary heart disease(CHD). Method:

Determine the plasma levels of high sensitivity C-reactive protein(hs-CRP) and fibrinogen(Fhbg) before and after

two months of regularly continuous positive airway pressure(CPAP) treatment in 39 CHD patients combined with
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moderate or severe OSAHS. 14 CHD patients combined with mild OSAHS and 30 CHD patients without OSAHS,

Result: In patients with CHD combined with moderate or severe OSAHS. there was remarkable increases of plasma

hs-CRP and Fbg levels, and decreases with statistically significance alter intervention. In patients with CHD com-

bined with mild OSAHS, there was a statistically significant increase of plasma hs-CRP levels than in patients

without OSAHS before CPAP treatment. Conclusion:In CHD patients, the plasma levels of hs-CRP and Fbg in-

crease with OSAHS deteriorating. Effective CPAP treatment can reduce the risk factors in patients with CHD

combined with OSAHS.

Key words coronary heart disease; obstructive sleep apnea hypopnea syndrome; hs-CRP; fibrinogen; contin-

uous positive airway pressure
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Figure 1 OR value of each group before and after treatment
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