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[ Abstract] Obstructive sleep apnea syndrome ( OSAS) has been repeatedly recognized as an important inde-
pendent risk factor of coronary heart disease( CHD) , affecting the occurrence and development of CHD. The mecha-
nisms are not fully understood, and may be related to intermittent hypoxia, sympathetic nerve activation, oxidative
stress, hypercoagulability, inflammatory response, endothelial dysfunction and metabolic abnormalities. Whether con-
tinuous positive airway pressure( CPAP) has a positive effect on CHD remains controversial. In this paper, the key
aspects of the classification and diagnosis of OSAS are summarized, and the possible mechanisms of OSAS involving
in CHD are mainly discussed; the current evidence of the effect of CPAP on CHD is reviewed, and the prospects for
the treatment of patients with CHD complicated with OSAS are proposed.
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Research progress of cough dysfunction after stroke LI Yi, YU He-ping. Chongqing Medical University,
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[ Abstract] Cough dysfunction is a common complication after stroke, leading to an increased risk of pneumonia
and a poor prognosis. By understanding the risk factors associated with cough dysfunction after stroke, it is of great
significance to take effective intervention measures for high-risk patients early. In this paper, the risk factors of cough
dysfunction after stroke, the correlation between cough function and the risk of pneumonia and respiratory dysfunc-
tion, and the common rehabilitation treatment measures are reviewed.

[ Key words| Stroke; Rehabilitation; Cough dysfunction; Stroke-associated pneumonia( SAP)
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FE e 1] A FE K A S H 5 5 2 RE U A RAR G, PR 0. 6% o WZMKELAE B A& PZIK (voluntary cough,
1 MR PRI YR 158 B XU 38 T SAP AR B R: VC) FIEUF 1 RZ K (reflex cough, RC) , i 25 1 £ 3%
PIEN S W 1k A A TSR AL e PR TR
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