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Table1 Clinical characteristics of the patients
mild SAS moderate SAS severe SAS
AHI: 5-19.9/h AHI: 20-39.9/h AHI:=40/h
No. of subjects 7 10 8
Sex Male/Female 2/5 8/2 5/3
Age (mean®SD) 64090 69.5+10.8 649+ 115
Diabetes Mellitus (%) 42.8 200 62.5
Hyperlipidemia (%) 286 30.0 375
cVvD (%) 14.3 0.0 250
IHD (%) 0.0 200 25.0
Heart Failure (%) 0.0 300 120

CVD : Cerebrovascular disease, IHD : Ischemic heart disease
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Table 2 Baseline data of OSAS patients

mild SAS moderate SAS severe SAS

AHI: 5-19.9/h AHI: 20-39.9/h AHI:=40/h
No. of subjects 7 10 8
Mean Sa0:= (%) 95.4=0.3 948+18 934+20*
Lowest Sa0z (%) 83.3+86 78377 782+88
BMI (kg/m?) 28.89+502 2645+501 2925+ 476
Systolic BP (mmHg) 131.1+ 164 1271=160 1444+ 168*
Diastolic BP (mmHg) 769+123 760+73 82057
Medications for HT (n) 23%1.1 2514 34+13
FBS (mg/dl) 1076+ 182 107.1+32.8 1289+396
HbA ¢ (%) 583£159 556+ 0.28 598062
T-cho (mg/dl) 210.1+36.1 1948 =386 2055+415
Triglyceride (mg/dl) 156.4 + 36.1 150.8 + 386 15594415
HDL-C (mg/dl) 58.3+67 573+214 61.0 =304
LDL-C (mg/dl) 131.8+183 1102+282 1108 =288
Uric Acid (mg/dl) 570=1.18 660+ 1.62 695+ 1.76
Creatinine (mg/dl) 0.88 = 0.44 0.96%0.39 117043
CRP (mg/di) 0.216 + 0284 0.330 +0.355 0.422 + 0,602

AHI : apnea-hypopnea index, Sa0;: arterial oxygen saturation, BMI : body mass index, BP :
blood pressure, HT : Hypertension, FBS : fasting blood sugar, T-cho : serum total
cholesterol, HDL-C : high-density lipoprotein cholesterol, LDL-C : low-density lipoprotein
cholesterol , CRP : C-reactive protein

*P<0.05 moderate SAS vs severe SAS

Table3 Medications for hypertension

Medications (n (%)) mild SAS moderate SAS severe SAS
AHI: 5-19.9/h AHI: 20-39.9/h AHI:=40/h
a -Blockers 1(14.3) 3 (30.0) 4 (50.0)
/3 -Blockers 1(14.3) 5 (50.0) 4 (50.0)
Calcium Antagonists 5 (714) 7 (70.0) 4 (50.0)
ACE-] 0 (0) 3 (30.0) 0 (0.0)
ARB 5 (71.4) 6 (60.0) 8 (100.0)
Diuretics 2 (286) 3 (300 4 (50.0)

ACE-l | angiotensin converting enzyme inhibitors, ARB : angiotensin receptor blockers

P<0.01
J . |
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= . r=0.46 p<0.05 L
< o o o o 10
T L T T T 1 1 T 100
0 10 20 30 4 5 60 70 80 Before nCPAP
AHI(events/hour) 139.4+£18.3mmHg 120.9£7. 7mmHg
Fig.1 Correlationship between antihypertensive Fig.2 Effect of nasal CPAP after 4 weeks on sys-
drugs and apnea hypopnea index tolic blood pressure (n=13)
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Relationship between Hypertension and Obstructive Sleep Apnea

Yutaka Kajikawa, Syunji Takemoto, Masae Ikeda and Jun Tomoda

Abstract Background : The strong association between obstructive sleep apnea syndrome (OSAS) and
systemic hypertension is well recognized in some epidemiological researches.

Objective : To analyze the relationship between hypertension and obstructive sleep apnea.
Methods : All hypertensive patients (n=25) who were BMI>25kg/m’ or had heavy snoring or excessive
daytime sleepiness were examined with polysomnography (PSG). These subjects were classified accord-
ing to data of apnea and hypopnea index (AHI). AHI was calculated as the total number of episodes of ap-
nea and hypopnea per hour of sleep. An AHI= 5 to<20 indicated mild OSAS, 20=t0<40 indicated mod-
erate OSAS, and=40 indicated severe OSAS. These groups were then compared in terms of age, BMI,
number of antihypertensive drugs used, blood pressure (BP) at out—patient clinic, lowest Sa0O., mean SaQs,
creatinine, uric acid, and lipids. PSG revealed all hypertensive patients (malel5, femalel10) to be OSAS pa-
tients (AHI>5).Patients (n=13) with moderate to severe OSAS (AHI>30/hr) were treated with
nCPAP. 4 weeks after nCPAP was begun, blood pressure was measured between 10 : 00-12 : 00a. m. at
our outpatient clinic.
Results : AHI was strongly associated with mean Sa0. and systolic BP. There was a significant positive re-
lationship between medications for hypertension and AHI (r=0. 46, P <0.05). After nCPAP treatment for
4 weeks, systolic BP was significantly reduced from 139. 4+ 18. 3mmHg to 120.9+7. 7mmHg (P <0.05).
Our results demonstrate that nCPAP is useful for lowering blood pressure in such patients with drug-re-

sistant hypertension and OSAS.
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