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PA ZE M R AR X7 2 I R (A (OSAS) LT HEAR H I PRI BRI IE 2 (IH) 24 U 5. B sk o
IH R HE THR TR - NF-kB ¥ 7 /U SR ML S TVRIEPES A B A > IL-6 > mRNA R HLIX
TUHE U 7= DR RGO RBLUCEE L 2 o 7=, M5 IL-6 J2 51X OSAS SF BT 5 LEH#ER
T (CPAP) SEIETIRT L7z, IHRFBIIRFFHER F R BUCE R L 5 2 72\ Y IL-6 PEAIZRY
5L OSAS BEDOEHERIEO—N L7205, 1R¥IL CPAPIERFEHATH S.
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Obstructive sleep apnea syndrome (OSAS) clinically causes intermittent hypoxia (IH) during sleep. The
levels of an inflammation cytokine interleukin-6 (IL-6) mRNA significantly elevated by IH condition in
cultured human lung adenocarcinoma epithelial cells (A549), due to activation of the signaling pathway
of nuclear factor-xB (NF-kB) which is a potent transcriptional activator of IL-6. However, the treatment
of cells with IH had little effect on clock gene expressions. Serum concentrations of IL-6 in OSAS
patients were significantly higher than in healthy subjects, but elevated levels of IL-6 in OSAS patients
fell to the level of healthy subjects after CPAP therapy. The condition of IH can activate signal
transduction to an inflammatory response, but not to circadian clock regulation. The increase of serum
IL-6 may cause systemic inflammation in patients with OSAS.
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EMTICRI A S TV AKRIT — 2 Z &k
JEZEMNCHLD AT HIEZ S L, MR ES J10s
5 Ei CPAP Z I ET D HTRF RIEZBIF L
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