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[ Abstract ]

Obstructive sleep apnea and hypertension

Seung-Jae Joo

Department of Internal Medicine, Jeju National University School of Medicing, Jeju, Korea

Obstructive sleep apnealQSA) is a common disorder of adults, which induces hypoxemia, hypercapnia, intrathoracic pressure
change and arousals during the sleep. OSA may cause hypertension, angina pectoris, myocardial infarction, congeslive heart
failure, arrhythmia(severe bradycardia, atrioventricular block, atrial fibrillation, ventricular premature beats, and non-sustained
ventricular tachycardia), and stroke through intermediary mechanisms. Recent treatment guidefines of hypertension describe
OSA as one of the secondary causes of hypertension, based on the cross—sectional cohort studies and longitudinal
observational studies that showed the strong relationship between OSA and hypertension, Long—term nasal continuous positive
airway pressure(CPAP) decreases blood pressure of hypertensive patients with OSA. CPAP is especially effective in resisiant
hypertension, but its indications and clinical effectiveness are not still clear. (J Med Life Sci 2011:8:1-5)
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Figure 2, Changes of sympathetic nerve activity and blood
pressure in the individual with ohstructive sleep apnea
(OSA). Blood pressure increases up to 256/110 mmHg at
the end the apneic episode. Adapted from reference 5.
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Table 1. Comparison of Wisconsin Sleep Cohort Study
(WSCSNY and Slesp Heart Health Study(SHHS)®,

WSCS SHHS
No. of parliciparts 709 2,470
Age (yrs) 46+8 59.6+10.3
Female sex 45% 55.3%
Body mass index (kg/m2) 207 279450
Hypertension 27% 0%
Polysomnography In~laboratory In—home
AHIZ15 events/hours 7.59% 13.4%
Adjusted CR for
hypertension®
Baseling 1.60(1.23-2.08)

Follow-up study 2.89(1.46-5 64) 1.51€0.93-2,47)

* Odds ratio and 95% confidence interval, In WSCS, AHI
(apnea-hypopnea index) 0 vs. =15, but in SHHS, AHI <5
vs, =230 :
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Figure 3. Mean net change in systolic {(A) and diastolic (B}
blood pressure afier nocturnal nasal continuous positive
airway pressure, Adapted from reference 18,
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