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Effect of continuous positive airway pressure on blood ICAM-1 in obstructive sleep apnea syndrome patients”
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Abstract: Objective
molecule-1(ICAM-1) in patients with obstructive sleep apnea syndrome(OSAS). Methods
lected in 20 patients with OSAS and 20 healthy subjects. Serum ICAM-1 level in all subjects were detected by ELISA method. Re-
sults Serum ICAM-1 content in OSAS patients was(105. 26=37. 47) ug/L and in healthy controls was (99. 98418. 78) ug/L. Ser-
um levels of ICAM-1 between the two groups were significantly different(P=0. 018). After 3 months treatment of CPAP, serum
ICAM-1 level in OSAS patients fell to (93. 34 = 21. 24) ug/L, which was significantly different with that before treatment (P =

To analyze the influence of continuous positive airway pressure (CPAP) on serum intercellular adhesion

Clinical data and PSG results were col-

0.037). Conclusion Serum ICAM-1 content in OSAS patients might be greatly improved. CPAP treatment could effectively reduce

serum ICAM-1 in OSAS patients.
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