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─────────────────────────────────────────────────────────────────────────────────────────────────────────────────────────────────────────────────────────────────────
Objectives. To evaluate the short term effects of inhalation of oxygen at night in 51 patients with con-

gestive heart failure（CHF）and sleep apnea syndrome（SAS）.
Methods. Fifty-one patients with stable CHF（31 males, 20 females, mean age 79.0±11.9 years ; brain

natriuretic peptide level of＞100 pg/ml）were evaluated between September 2003 and August 2004, using
a Morpheus� monitor. The complication rate of SAS in patients with CHF was assessed and apnea hypop-
nea index, oxygen desaturation index 3%, heart rate, and autonomic nerve activity under room air com-
pared to supplemental O2（2 l/min）over two consecutive nights.

Results. Thirty-eight（75%）of the CHF patients had SAS. Of these SAS patients, 49% suffered from
central SAS and 51% had obstructive SAS. Apnea hypopnea index and oxygen desaturation index 3%
improved remarkably with supplemental oxygen（p＜0.001）, in particular, the central SAS group demon-
strated prominent improvement（p＜0.001）. Obstructive SAS patients exhibited no significant changes
（p＝0.3356）, but tended to exacerbate the episodes of sleep apnea. Total heart rate was decreased（p＝
0.0079）. Nevertheless, heart rate variability analysis showed little effect of nocturnal oxygen therapy on
the autonomic nervous system during sleeping.

Conclusions. Nocturnal oxygen therapy improved the number of sleep apnea episodes and decreased
total heart rate during sleep time for the CHF patients with central SAS, despite little influence on the auto-
nomic nervous system, based upon assessment of heart rate variability. Obstructive SAS might exacerbate
the episodes of sleep apnea.
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INTRODUCTION

Patients with congestive heart failure（CHF）are
commonly treated with inhibitors of the renin-
angiotensin system and β-blockers have been
introduced based on clinical evidence, but some
patients still have less than the expected improve-
ment of quality of life and require repeated hospi-
talization. As one of the exacerbating factors of
CHF, 30 to 40% of the CHF patients exhibit com-
plications of Cheyne-Stokes respiration during
sleeping at night, which is predictive of the clinical
condition and prognosis of heart failure1－3）.
Although the efficacy of nocturnal oxygen therapy
reduces the number of sleep apnea episodes for
CHF patients with central sleep apnea4－6）, the effect
of oxygen therapy on the autonomic nervous activi-
ty has not been evaluated using heart rate variabili-
ty analysis. The present study investigated the com-
plication rate of sleep apnea syndrome（SAS）in
patients with heart failure, and the effectiveness of
short-term nocturnal oxygen therapy on improving
sleep apnea and autonomic nervous activity in
patients with CHF with SAS.

PATIENTS AND METHODS

Patients
Patients in stable condition in our hospital were

examined for their status of sleep apnea and auto-
nomic nervous activity from September 2003 to
August 2004. These parameters were compared
with（O2 2 l/min）and without（room air）oxygen
therapy during sleep. Fifty-one patients（31 males,
20 females, mean age 79.0±11.9 years, body mass
index 22.1±3.3 kg/m2）who exhibited symptoms
in accordance with the Framingham Clinical
Criteria7,8）and brain natriuretic peptide（BNP）＞
100 pg/ml（Shionogi）were enrolled in this study,
excluding those with chronic obstructive pul-
monary disease and cerebral vascular disease
（Table 1）. The causes of their heart failure were as

follows : 34 patients with ischemic heart disease,
12 with valvular impairment, 3 with dilated car-
diomyopathy, 1 with hypertrophic cardiomyopathy,
and 6 with hypertension, except for arrhythmia
（atrial fibrillation, sick sinus syndrome and high

advanced atrioventricular block）（Table 2）. The
mean BNP level was 816.8±862.6 pg/ml（maxi-
mum 3,870 pg/ml, minimum 100 pg/ml）. Ejection
fraction measured on the short axis by transthoracic
echocardiography was 43.3±17.9%（Table 1）.

These patients were receiving various medica-
tions, such as β-blockers 41%, angiotensin Ⅱ
receptor blockers or angiotensin converting enzyme
inhibitors 80%, diuretics 61%, nitrates 57%, digi-
talis 16%, and amiodarone hydrochloride 6%,
excluding other antiarrhythmic agents, especially
short-acting drugs（Table 3）. Narcoleptics were
excluded on the first day of examination.

Methods
Patients who were admitted to our hospital under

a diagnosis of heart failure were tested in stable
condition, with medication, immediately before dis-
charge and without any supplemental oxygen. We
used a Holter electrocardiography（ECG）and
Respiratory Monitor, Morpheus�（Teijin Pharma
Ltd.）under the following conditions : day 1, no
oxygen therapy（room air）; day 2, nocturnal oxy-
gen therapy（O2 2 l/min）. Patients were evaluated
continuously during sleep to assess sleep apnea
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Age（yr）
Sex（male/female）
Body mass index（kg/m2）
Brain natriuretic peptide（pg/ml）
Ejection fraction（%）

79.0±11.9

31/20

22.1±3.3  

   816.8±862.6   

43.3±17.9

Continuous values are mean±SD.

Table 1　Characteristics of 51 patients with heart failure

Ischemic cardiomyopathy

Valvular heart disease

Dilated cardiomyopathy

Hypertrophic cardiomyopathy

Others（including hypertension）

67%（34）
24%（12）
6%（3）
2%（1）

12%（6）  

Table 2　Etiology of heart failure

Rate（number）Etiology

Beta-blockers

AngiotensinⅡreceptor blockers or
　angiotensin converting enzyme inhibitors

Diuretics

Nitrates

Digitalis

Amiodarone hydrochloride

41%

80%

61%

57%

16%

  6%

Table 3　Medication

RateMedication



（obstructive and central）, apnea hypopnea index
（AHI）, oxygen desaturation index（ODI）3%, and
autonomic nervous activity, using Holter ECG,
mean heart rate and heart rate variability analysis.

Sleep apnea was defined as cessation of air cur-
rent for more than 10 sec, and hypopnea was
defined as reduction of normal ventilation＞50%,
as well as decrease in oxygen saturation＞ 3%.
AHI shows the incidence of apnea and hypopnea
per hour, and ODI 3% shows the incidence of 3%
or greater decrease in oxygen saturation per hour.
SAS was identified as : AHI＜10 : normal ; AHI
＞－10 : abnormal. Furthermore, SAS was catego-
rized as : AHI 10－20 : mild hypopnea group ;
AHI＞20 : severe hypopnea group（requiring treat-
ment）. Thoracic and abdominal breathing move-
ment and simultaneous nasal air current were mea-
sured to determine central or obstructive apnea.
Central apnea was identified when both nasal air
current and thoracic and abdominal breathing
movement were stopped. Obstructive apnea was
identified when nasal air current was stopped but
thoracic and abdominal breathing movement was
not. The analysis was performed manually9）in con-
sideration of the potential for underestimation by
automatic analysis. Normal R-R interval（NN inter-
val）during sleeping with normal heart rate, exclud-
ing arrhythmia, was assessed for heart rate variabil-
ity using fast Fourier transform. The time domain
measures of heart rate variability were assessed by
pNN50, which is the NN50 at the normal heart rate
interval（the proportion of change in successive R-
R intervals was greater than 50 msec）10）as an index
of parasympathetic activity, and SDNN which is
the standard deviation in normal heart rate as an
index of prognosis for sudden death. The frequency
domain measures of heart rate variability were
assessed by low frequency power［the change of
NN interval in the low-frequency（0.04－0.15Hz）］
and high frequency power［the change of NN inter-
val in the high-frequency（0.15－ 0.40 Hz）］.
Autonomic activity was evaluated by high frequen-
cy power, which is an index of vagal activity and
low frequency power/high frequency power ratio
which is an index of sympathetic activity11－13）.

Statistical analysis
StatView J-5.0 was used for statistical analyses.

Continuous variables were described as the
mean±SD, and paired t-test was used for compari-
son between groups. Statistical significance was

defined as p＜0.05.

RESULTS

Thirty-eight（75%）of the 51 CHF patients had
SAS（AHI＞－10 ; Table 4）. Twenty-five（49%）of
these 38 patients had severe SAS（AHI＞20）and
13（25%）had mild SAS（AHI 10－20）. Of these
SAS patients, 25 patients（49%）had central SAS
and 26（51%）had obstructive SAS（Table 5）. To
evaluate the efficacy of short-term oxygen therapy,
oxygen（O2 2 l/min）was supplied for all 51 patients
with heart failure. In all patients, AHI（p＜0.001）,
ODI 3%（p＜0.001）, total apnea rate（p＝0.007）,
and total hypopnea rate（p＜0.001）improved sig-
nificantly（Fig. 1）. AHI in central SAS was signifi-
cantly improved by nocturnal oxygen therapy（p＜
0.001）. AHI in obstructive sleep apnea was wors-
ened by nocturnal oxygen therapy, although not sta-
tistically significant（p＝ 0.3356 ; Fig. 2）. Total
heart rate was decreased（p＝0.0079）by nocturnal
oxygen therapy, whereas the average heart rate was
not significantly reduced（p＝ 0.3557 ; Fig. 3）.
Nevertheless, in the time domain measure of heart
rate variability, SDNN（p＝ 0.9432）and pNN50
（p＝0.4987）was not changed by nocturnal oxygen
therapy. In addition, in the frequency domain mea-
sure of heart rate variability, high frequency power
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Normal

　　AHI＜10（normal）
SAS

　　AHI＞－10

　　　　10＜－AHI＜－20 : mild SAS

　　　　AHI＞20 : severe SAS
　　　　（required treatment）

Frequency of CHF complicated with SAS
Rate（number）
（n＝51）

25%（13）

75%（38）
25%（13）

49%（25）

CHF＝congestive heart failure ; SAS＝sleep apnea syndrome ;
AHI＝apnea hypopnea index.

Table 4　Patients with congestive heart failure compli-
cated by sleep apnea syndrome

Obstructive SAS

Central SAS

Rate（number）
（n＝51） 

51%（26）
49%（25）

Abbreviation as in Table 4.

Table 5　Classi  cation of sleep apnea syndrome

Classi  cation of SAS



（p＝0.6167）and low frequency power/high fre-
quency power ratio（p＝0.9760）was not changed
by nocturnal oxygen therapy（Fig. 4）.

DISCUSSION

Thirty to 40% of the CHF patients exhibit com-
plications of Cheyne-Stokes respiration during
sleeping time1－3）. There are three mechanisms 
for heart failure related to respiratory 
pattern14－16）: Mechanical pumping dysfunction
leads to a reduction in renal blood flow and conse-
quent stimulation of renin-angiotensin system
results in activation of sympathetic nerve

activity ;
　

pulmonary congestion and interstitial
edema stimulate J-receptors causing hyperventila-
tion through afferent C fibres ; and cardiomegaly
causes a decrease in functional residual volume and
reduces oxygen reserve volume in the lung.
However, hypoxemia is compensated by hyperven-
tilation during the daytime. Therefore, CHF
patients exhibit hypocapnia during the day as a
result of activation of sympathetic nerve activity
and chemoreceptors. During sleeping, however,
rapidly decreased sensitivity of central chemore-
ceptors and increased PaCO2 concentration cause
supraliminal stimulation of apnea. CHF patients
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Fig. 1 Effect of oxygen therapy
ODI 3%＝oxygen desaturation index 3%. Other abbreviation as in Table 4.
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Fig. 2 Effect of oxygen therapy: Classification of sleep apnea syndrome



take longer to sense this information because of
delayed circulation due to pumping dysfunction.
Marked elevation of PaCO2 concentration stimulates
the central chemoreceptors and leads to hyperventi-
lation. Prolonged apnea causes hypoxia that pro-

motes hyperventilation through peripheral
chemoreceptors. This mechanism causes Cheyne-
Stokes respiration, which results in a malignant
cycle during sleeping at night（Fig. 5）17,18）.
Nocturnal sympathetic activation stimulates ner-
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Fig. 3 Effect of oxygen therapy: Total heart rate, average heart rate
HR＝heart rate ; bpm＝beats/min.
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Fig. 4 Effect of oxygen therapy: Time domain analysis and frequency domain analysis
Asleep SDNN＝ standard deviation of all normal R-R intervals during recording of electrocardiogram dur-
ing sleeping, used as a prognosis index for sudden death ; Asleep pNN50＝percentage of differences
between adjacent normal R-R intervals that are＞50 msec computed during the recording of electrocardio-
gram during sleeping, that is used as an index of parasympathetic activity ; Asleep HF＝asleep high fre-
quency power, energy in the heart period power spectrum between 0.15 and 0.40 Hz during 
sleeping ; Asleep LF＝asleep low frequency power, energy in the heart period power spectrum between
0.04 and 0.15 Hz during sleeping ; Asleep LF/HF ratio＝ ratio of low to high frequency power during
sleeping.



vous or humoral hormones4,19,20）, and can lead to
more cardiac events21,22）. Therefore, in considera-
tion of this mechanism, the main purposes of
adjunctive therapy for CHF patients with central
SAS are stabilization of circulation time and
improvement of respiratory conditions.

Treatments for central SAS have included :
Theophylline, atrial pacing, and nasal continuous
positive airway pressure（CPAP）. The efficacy of
theophylline23）and atrial overdriving pacing24）cer-
tainly improved the number of sleep apnea episodes
in the short term, but have not proved a positive
effect on cardiac function（ejection fraction, BNP
etc.）or long-term outcome was not evaluated.
Nasal CPAP25,26）is the ideal therapy because posi-
tive intrathoracic pressure leads to increased oxy-
gen reserve volume by improvement of pulmonary
functional residual volume, and alveolus enlarge-
ment by improvement of cardiac function and
decreased blood circulation period, following
reduction of cardiac pre- and after-load. However,
this device must be fixed on the face and requires
both patient compliance and adherence. In particu-
lar, elderly patients occasionally do not tolerate this
procedure.

The present study evaluated the effectiveness of
oxygen therapy as one of the therapies for the CHF
patients with central SAS. All patients agreed to
and tolerated the administration of nocturnal oxy-
gen by nasal cannula. The main purposes of this

therapy are the improvement of peripheral oxygen
during sleep time and breaking the malignant cycle
of central SAS. These results suggest remarkable
improvement of AHI and ODI 3%, as well as sig-
nificantly decreased total heart rate. In contrast to
our expectations, heart rate variability analysis
using Holter ECG recordings during sleep demon-
strated no influence on the autonomic nervous sys-
tem. Although we will discuss this reason further in
the“study limitations”, the relationship between
sleep conditions and autonomic activity might be
underestimated. Moreover, because an inverse rela-
tionship was demonstrated between age and heart
rate variability27）, the fact that most patients were
elderly in this study might have a negative effect on
our results. However, oxygen therapy lowered the
total heart rate during sleep, suggesting some posi-
tive effects on stabilization of autonomic nerve
activity, and so may be expected to decrease the
number of cardiac events in the long term. Oxygen
therapy and nasal CPAP therapy were equally
effective in improving nocturnal apnea28）.This oxy-
gen therapy might be expected to provide better
compliance and adherence for elderly patients than
nasal CPAP.

The efficacy of nocturnal oxygen therapy in the
long term is unclear.4－6,29）. Our group is also cur-
rently exploring the effectiveness of nocturnal oxy-
gen therapy in long-term prognosis and the appro-
priate indications for nocturnal oxygen therapy. In
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Night

Daytime
1) Hyperventilation

(PaCO2 )
2) Accelerated SNA

1)Alteration of hemodynamics
2)Activation of
　　　　　 coagulation activity
3)Promotion of arteriosclerosis

Hyperventilation

Sleep

1) Rapidly decreased sensitivity of
    central chemoreceptor
2) Delayed recognition of hypercapnea
    due to circulation delay
    in chemoreceptor of CHF

Apnea

Activation of
central

chemoreceptor

Marked elevation of PaCO2

suddenly causes hyperventilation
via central chemoreceptors

Cardiac event

Cheyne-Stokes
respiration

Acceleration
of SNA

Fig. 5 Malignant cycle of congestive heart failure patients with Cheyne-Stokes respiration
SNA＝ sympathetic nerve activity. Other abbreviation as in Table 4.



particular, because this study demonstrated that
obstructive SAS using nocturnal oxygen might tend
to exacerbate the episodes of sleep apnea, although
the mechanism is unknown, we should carefully
make decisions for the indications in the future. If
some CHF patients with obstructive SAS or chron-
ic obstructive pulmonary disease are carelessly
given oxygen therapy, CO2 narcosis may be caused.
Moreover, nocturnal oxygen supplement is one of
the adjunctive therapies for CHF patients with cen-
tral SAS. First of all, stabilization of heart failure
by sufficient conventional therapy is the most
important because of improving circulation time. In
order to safely start nocturnal oxygen therapy,
obtaining information about blood arterial gas and
the simplified sleep test as well as Morpheus are at
least needed in the stable phase of heart failure.

Study limitations
There are several limitations in the present study.

The records of sleeping period and awake period
were based on patient declarations, despite the fact
that most patients were elderly, with a mean age
79.0±11.9 years. The Holter ECG and Respiratory
Monitor, Morpheus, used in the current study,

unlike polysomnography, cannot record electroen-
cephalograms that dispense with the evaluation of
sleeping stages. Thus, elucidation of the association
between autonomic nervous activities measured by
Holter ECG and sleep conditions would appear dif-
ficult. Since cardiovascular events are closely relat-
ed to autonomic activity, improvement of the
Holter ECG and Respiratory Monitor, Morpheus, is
necessary to elucidate any association between
heart rate variability and sleep.

CONCLUSIONS

Nocturnal oxygen therapy improved the episodes
of sleep apnea for the CHF patients and decreased
total heart rate during sleep time, despite little influ-
ence on the autonomic nervous system, based upon
assessment of heart rate variability. Obstructive
SAS might exacerbate the episodes of sleep apnea.
We should strictly determine the indications for
nocturnal oxygen therapy in CHF patients in con-
sideration of the long-term outcome.
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慢性心不全患者の中枢性睡眠時無呼吸に対する夜間酸素療法による短期改善効果

榊 原 守　　坂田　芳人　　臼井　和胤　　葉山　泰史　　神田　茂孝

和田　則康　　松居　喜郎　　須藤　幸雄　　志村信一郎　　田邉　晃久

目　的 : 睡眠時無呼吸症候群を有する心不全患者に対して夜間酸素投与による短期改善効果およ
び自律神経活動への影響を検討した．
方　法 : 入院中の心不全患者（脳性Na利尿ペプチド＞100 pg/ml）51例（男性31例，女性20例）で，

平均年齢は79.0±11.9歳を対象とした．症状安定期に終夜簡易生体モニターを使用し，夜間就寝
中に，酸素なしと酸素投与下（2 l/min経鼻カニュ－レによる）での比較検討を行った．心不全患者に
おける睡眠時無呼吸症候群の併発率を明らかにした．さらに，酸素投与による循環動態，無呼吸
（閉塞性，中枢性），無呼吸低呼吸指数，1時間当たりの3%以上動脈血酸素飽和度の低下回数（ODI

3%）の改善効果および付属のホルター心電図を用い心拍変動解析による自律神経活動への影響に関
して検討した．
結　果 : 心不全患者おける睡眠時無呼吸症候群は38例（75%）と高率に合併し，そのうち49%が中

枢性，51%が閉塞性無呼吸であった．酸素投与により，無呼吸低呼吸指数およびODI 3%の顕著な
改善が認められた（p＜0.001）．中枢性無呼吸については有意な改善がみられたが（p＜0.001），閉
塞性無呼吸は改善が認められず，むしろ有意差はないものの増悪傾向であった（p＝0.3356）．また，
総心拍数の徐拍化が認められた（p＝0.0079）．しかし，心拍変動解析では自律神経活動に対する影
響は認められなかった．
結　論 : 中枢性無呼吸を併発した心不全患者への夜間酸素療法は，睡眠中の無呼吸を改善し心拍

要　　　約
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数の徐拍化も認められたが，心拍変動解析では自律神経活動に対する影響は認められなかった．閉
塞性無呼吸患者への夜間酸素療法は増悪の可能性が危惧された．

J Cardiol 2005 Aug; 46（2）: 53－61

References

1）Sin DD, Fitzgerald F, Parker JD, Newton GE, Logan AG,
Floras JS, Bradley TD : Relationship of systolic BP to
obstructive sleep apnea in patients with heart failure. Chest
2003 ; 123 : 1536－1543

2）Javaheri S, Parker TJ, Liming JD, Corbett WS, Nishiyama
H, Wexler L, Roselle GA : Sleep apnea in 81 ambulatory
male patients with stable heart failure : Types and their
prevalences, consequences, and presentations. Circulation
1998 ; 97 : 2154－2159

3）Young T : Analytic epidemiology studies of sleep disor-
dered breathing : What explains the gender difference in
sleep disordered breathing? Sleep 1993 ; 16（Suppl）: S1－
S2

4）Staniforth AD, Kinnear WJ, Starling R, Hetmanski DJ,
Cowley AJ : Effect of oxygen on sleep quality, cognitive
function and sympathetic activity in patients with chronic
heart failure and Cheyne-Stokes respiration. Eur Heart J
1998 ; 19 : 922－928

5）Franklin KA, Eriksson P, Sahlin C, Lundgren R : Reversal
of central sleep apnea with oxygen. Chest 1997 ; 111 :
163－169

6）Hanly PJ, Millar TW, Steljes DG, Baert R, Frais MA,
Kryger MH: The effect of oxygen on respiration and sleep
in patients with congestive heart failure. Ann Intern Med
1989 ; 111 : 777－782

7）McKee PA, Castelli WP, McNamara PM, Kannel WB :
The natural history of congestive heart failure : The
Framingham study. N Engl J Med 1971 ; 285 : 1441－1446

8）Ho KK, Pinsky JL, Kannel WB, Levy D : The epidemiolo-
gy of heart failure : The Framingham Study. J Am Coll
Cardiol 1993 ; 22（Suppl A）: 6A-13A

9）Kondou T, Fukusima K, Iga T, Ishii H, Kamio K,
Kobayashi I, Nishiya K : Sencitivity and specificity of auto-
mated portable device for diagnosing sleep apnea syndrome
（Morpheus�）. Kokyu To Junkan 2004 ; 52 : 427－431（in
Japanese）

10）Ewing DJ, Neilson JM, Travis P : New method for assess-
ing cardiac parasympathetic activity using 24 hour electro-
cardiograms. Br Heart J 1984 ; 52 : 396－402

11）Bigger JT Jr, Fleiss JL, Steinman RC, Rolnitzky LM,
Kleiger RE, Rottman JN: Correlations among time and fre-
quency domain measures of heart period variability two
weeks after acute myocardial infarction. Am J Cardiol
1992 ;
　

69 : 891－898
12）Bigger JT Jr, Albrecht P, Steinman RC, Rolnitzky LM,

Fleiss JL, Cohen RJ : Comparison of time- and frequency
domain-based measures of cardiac parasympathetic activity
in Holter recordings after myocardial infarction. Am J
Cardiol 1989 ; 64 : 536－538

13）Kleiger RE, Bigger JT, Bosner MS, Chung MK, Cook JR,
Rolnitzky LM, Steinman R, Fleiss JL : Stability over time
of variables measuring heart rate variability in normal sub-

jects. Am J Cardiol 1991 ; 68 : 626－630
14）Francis DP, Willson K, Davies LC, Coats AJ, Piepoli M :

Quantitative general theory for periodic breathing in chron-
ic heart failure and its clinical implications. Circulation
2000 ; 102 : 2214－2221

15）Khoo MC, Kronauer RE, Strohl KP, Slutsky AS : Factors
inducing periodic breathing in humans : A general model. J
Appl Physiol 1982 ; 53 : 644－659

16）Pinna GD, Maestri R, Mortara A, La Rovere MT, Fanfulla
F, Sleight P : Periodic breathing in heart failure patients :
Testing the hypothesis of instability of the chemoreflex
loop. J Appl Physiol 2000 ; 89 : 2147－2157

17）Asanoi H : Nocturnal oxygen therapy for central sleep
apnea in patients with chronic heart failure. Kokyu To
Junkan 2004 ; 52 : 73－78（in Japanese）

18）Principles and Practice of Sleep Medicine（ed by Kryger
MH, Roth T, Dement WC）, 2nd Ed, WB Saunders,
Philadelphia, 1994 ; pp 204－211

19）Solin P, Kaye DM, Little PJ, Bergin P, Richardson M,
Naughton MT: Impact of sleep apnea on sympathetic ner-
vous system activity in heart failure. Chest 2003 ; 123 :
1119－1126

20）Solin P, Bergin P, Richardson M, Kaye DM, Walters EH,
Naughton MT : Influence of pulmonary capillary wedge
pressure on central apnea in heart failure. Circulation 1999 ;
99 : 1574－1579

21）Javaheri S, Corbett WS : Association of low PaCO2 with
central sleep apnea and ventricular arrhythmias in ambula-
tory patients with stable heart failure. Ann Intern Med
1998 ;
　

128 : 204－207
22）Lanfranchi PA, Braghiroli A, Bosimini E, Mazzuero G,

Colombo R, Donner CF, Giannuzzi P : Prognostic value of
nocturnal Cheyne-Stokes respiration in chronic heart fail-
ure. Circulation 1999 ; 99 : 1435－1440

23）Javaheri S, Parker TJ, Wexler L, Liming JD, Lindower P,
Roselle GA : Effect of theophylline on sleep-disordered
breathing in heart failure. N Engl J Med 1996 ; 335 : 562－
567

24）Garrigue S, Bordier P, Jais P, Shah DC, Hocini M,
Raherison C, Tunon De Lara M, Haissaguerre M, Clementy
J : Benefit of atrial pacing in sleep apnea syndrome. N Engl
J Med 2002 ; 346 : 404－412

25）Bradley TD, Holloway RM, McLaughlin PR, Ross BL,
Walters J, Liu PP : Cardiac output response to continuous
positive airway pressure in congestive heart failure. Am
Rev Respir Dis 1992 ; 145 : 377－382

26）Liston R, Deegan PC, McCreery C, Costello R, Maurer B,
McNicholas WT: Haemodynamic effects of nasal continu-
ous positive airway pressure in severe congestive heart fail-
ure. Eur Respir J 1995 ; 8 : 430－435

27）Soejima K, Akaishi M, Oyamada K, Meguro T, Mitamura
H, Ogawa S : Influence of age on ambulatory electrocardio-
gram-derived heart rate variability. Can J Cardiol 1999 ;
15 :
　

181－184



28）Krachman PA, D’Alonzo GE, Berger TJ, Eisen HJ :
Comparison of oxygen therapy with nasal continuous posi-
tive airway pressure on Cheyne-Stokes respiration during
sleep in congestive heart failure chest. Chest 1999 ; 116 :

1550－1557
29）Sasayama K, Shinozaki T, Takahashi Tl : A treatment of

patients with congestive heart failure and sleep-disordered
breathing. Cir J 2003 ; 67（Suppl 1）: 4

Nocturnal Oxygen Therapy for Central Sleep Apnea in Heart Failure 61

J Cardiol 2005 Aug; 46（2）: 53– 61


