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Influence of pursed-lip breathing on heart rate 
variability and cardiorespiratory parameters in subjects 
with chronic obstructive pulmonary disease (COPD)

Influência da respiração freno-labial sobre a variabilidade da frequência cardíaca e parâmetros 
cardiorrespiratórios em pacientes com doença pulmonar obstrutiva crônica (DPOC)

Ramos EMC1, Vanderlei LCM1, Ramos D1, Teixeira LM1, Pitta F2, Veloso M3

Abstract

Objectives: To assess the effects of pursed-lip breathing (PLB) at rest on the behavior of heart rate (HR) and its variability, and on variations 

in blood pressure (BP), respiratory rate (RR) and pulse oxygen saturation (SpO2) in subjects with chronic obstructive pulmonary disease 

(COPD). Methods: Sixteen subjects with COPD (seven in GOLD stage I, three in GOLD stage II and six in GOLD stage III; mean age 64±11 

years; mean FEV1 60±25% of predicted value) were assessed at rest, in a seated position, under the following conditions: ten minutes of 

normal breathing without PLB (R1), eight minutes with PLB (R2) and ten minutes of normal breathing once more (R3). HR was recorded, 

beat-to-beat, by means of a Polar S810 heart monitor. The RMSSD index (root mean square of the difference between successive R-R 

intervals) was determined. BP, RR and SpO2 were also assessed during the trials. ANOVA for repeated measures followed by the Tukey 

test and Kruskal-Wallis test were used for data analysis, with a 5% significance level. Results: There was a significant increase in the 

RMSSD index during R2, in comparison with R1. The HR variation between inspiration and expiration was 8.98 bpm, and the variation 

between HR at rest and HR with PLB was 8.25 bpm. During R2, RR decreased and SpO2 increased significantly in comparison with R1 

and R3. BP values did not show significant changes. Conclusions: The results showed that PLB produced significant changes in HR, RR 

and SpO2, and did not alter BP in subjects with COPD. Furthermore, analysis of the RMSSD index showed that PLB promoted increased 

parasympathetic activity in these subjects, thus indicating that this technique influenced the autonomic cardiac modulation. 
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Resumo

Objetivos: Avaliar os efeitos da respiração freno-labial (RFL), em repouso, sobre o comportamento da frequência cardíaca (FC) e sua 

variabilidade e variações na pressão arterial (PA), frequência respiratória (FR) e saturação parcial de oxigênio (SpO2) em pacientes com 

doença pulmonar obstrutiva crônica (DPOC). Métodos: Dezesseis pacientes com DPOC (7: estágio GOLD I, 3: estágio GOLD II e 6: 

estágio GOLD III; média de idade=64±11; média de VEF1=60±25% do predito) foram avaliados em repouso, na posição sentada, nas 

seguintes condições: 10 minutos respirando normalmente sem RFL (R1), 8 minutos com RFL (R2) e 10 minutos respirando novamente 

normalmente (R3). A FC foi registrada, batimento a batimento, por meio do frequencímetro Polar S810, e o índice RMSSD (raiz quadrada 

da média das diferenças entre intervalos RR sucessivos) foi determinado. PA, FR e SpO2 foram também avaliados durante o protocolo. 

ANOVA para medidas repetidas, seguida pelo teste de Tukey e teste de Kruskal-Wallis foram usados para análise dos dados, com nível 

de significância de 5%. Resultados: Ocorreu aumento significante no índice RMSSD durante R2 em comparação com R1. A variação 

na FC inspiração/expiração foi de 8,98 bpm, e a variação na FC em repouso/RFL foi de 8,25 bpm. Durante R2, FR diminuiu e SpO2 

aumentou significativamente em comparação a R1 e R3. Os valores de PA não apresentaram modificações significativas. Conclusões: 

Os resultados mostraram que a RFL produziu modificações significativas na FC, FR e SpO2 e não alterou a PA em pacientes com 

DPOC. Além disso, a análise do índice RMSSD mostrou que a RFL promoveu aumento da atividade parassimpática nesses pacientes, 

indicando que essa técnica influencia a modulação autonômica cardíaca.
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Introduction 
Pursed-lip breathing (PLB) is frequently used by patients 

with chronic obstructive pulmonary disease (COPD) in pul-
monary rehabilitation programs and in their activities of daily 
living, in order to improve breathing efficiency and to decrease 
dyspnea during these activities1-5. When the lips are closed 
during PLB, resistance is imposed on the expiratory flow, thus 
leading to a positive expiratory pressure in the airways. This 
stabilizes and dislocates the point of equal pressure in the bron-
chial tree from the periphery to a more proximal location. This, 
in turn, decreases the resistance of the airways to the release of 
air and consequently decreases the residual volume6-8. In addi-
tion, expiratory delay promotes homogenous emptying of the 
lungs, thereby maintaining the intrabronchial pressure and fa-
voring gas exchange and ventilation. This promotes increased 
pulse oxygen saturation (SpO2) and partial pressure of oxygen 
in the blood (PaO2), and decreased partial pressure of carbon 
dioxide in the blood (PaCO2)

1-4,6. There is also an increase in 
tidal volume9, greater recruitment of expiratory muscles and 
a reduction in respiratory rate (RR), with a decrease in minute 
ventilation (VE) at rest1,2.

Despite the therapeutic importance of PLB, some of the 
effects of this technique have not been well established, such 
as its influence on the cardiovascular system. Respiratory rate 
and rhythm not only influence the respiratory system but also 
exert a direct influence on the cardiovascular system. Some 
respiratory maneuvers may lead to an overload of this system, 
thereby activating arterial baroreceptors, chemoreceptors 
and cardiopulmonary receptors that are linked to the central 
nervous system. This leads to responses caused by the activa-
tion of the autonomic nervous system, which regulates heart 
rate (HR) and blood pressure (BP)10-14. Therefore, in addition to 
respiratory responses, PLB may also influence cardiovascular 
responses, although there is still a lack of studies investigating 
this topic.

The objective of the present study was to assess the effects 
of PLB at rest on the behavior of HR and its variability, and on 
BP, RR and SpO2, in subjects with COPD.

Methods 
Sixteen subjects with COPD were selected and assessed in 

this study. The protocol was submitted to and approved by the 
Research Ethics Committee of the School of Science and Tech-
nology, Presidente Prudente Campus, Universidade Estadual 
Paulista (FCT/UNESP) (case no. 212/2007). The subjects were 
informed about all of the experimental procedures that would 
be used and about the objectives of the study. Upon agreement, 

they signed a consent form. The criteria for inclusion were: 
1) diagnosis in accordance with international guidelines15; and 
2) no medication ingestion and no associated diseases that 
might interfere with autonomic cardiac control.

Protocol

Spirometry testing was performed using the Spirobank 
spirometer (MIR, Rome, Italy). The test was performed in ac-
cordance with international standards16. The interpretation 
of the spirometric data and disease staging were performed 
in accordance with the Global Initiative for Obstructive Lung 
Disease (GOLD)15.

The subjects were asked not to have any alcoholic and/or 
stimulating drinks, such as coffee or tea, less than 12 hours be-
fore performing the trial. In order to avoid possible interference 
with the study variables caused by medications, the subjects who 
were using maintenance drugs (bronchodilators, mucolytics, 
anti-inflammatory agents and other drugs) were also asked to 
interrupt their use over the 12-hour period preceding the trial. 

The experimental trial was performed at a temperature of 
21 to 24°C and relative humidity of 50 to 60%. The subjects sat 
down on a chair and remained at rest, breathing spontaneously 
for ten minutes (R1). After that, they were asked to perform 
PLB for eight continuous minutes (R2) and then they remained 
at rest for another ten minutes, breathing spontaneously (R3). 
During PLB, the subjects were asked to relax the neck and 
shoulder muscles and to breathe in slowly through the nose 
for approximately two seconds, within the tidal volume range, 
keeping the mouth shut. Expiration was slow and prolonged 
with pursed lips8. The same researcher collected all the data 
and instructed the subjects concerning the protocol and how 
to perform the PLB technique.

Cardiorespiratory monitoring was performed by means of 
assessing RR, SpO2, BP and HR. RR was obtained by counting 
the number of cycles completed in one minute, as assessed by 
chest movements. SpO2 measurements were performed using 
a BCI 3303 oximeter (BCI International, Waukesha, Wisconsin, 
USA). BP was measured using a Tycos aneroid sphygmoma-
nometer (Welch Allyn Tycos 705014, USA) and a stethoscope 
(Littmann Classic II SE, 3M Health Care, USA), placed on the 
subject’s left arm. HR was recorded beat-to-beat throughout 
the experimental trial using a Polar S810 heart monitor (Polar 
Electro, Kempele, Finland). This device had previously been 
validated for this procedure and for heart rate variability (HRV) 
analysis17,18. 

HRV analysis over the periods before, during and after PLB 
was performed by taking a five-minute interval within each of 
these periods, covering the portion of the period when the sub-
jects presented greatest signal stability. Only series containing 
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Table 1. Anthropometric characteristics and disease staging of the 
16 COPD subjects studied.
Age (years) 64±11
Weight (kg) 66±14
Height (cm) 164±6
BMI (kg/m2) 24±4
FEV1 (l) 1.53±0.60
FEV1 (% of predicted value) 60±25
GOLD stage (I / II / III) 7 / 3 / 6

BMI=body mass index; FEV1=forced expiratory volume in the first second; GOLD=Global 
Initiative for Obstructive Lung Disease.
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Figure 1. Heart rate pattern during one minute of rest, eight minutes of pursed-lip breathing and one minute of recovery.

more than 256 RR intervals were used in the analysis19. In the 
temporal series, automatic filtering was performed using the 
Polar Precision Performance SW software (version 4.01.029), 
complemented by manual filtering, in order to eliminate arti-
facts or cardiac arrhythmias that could interfere in the HRV 
analysis20,21. The temporal series was filtered before selecting 
periods of longer stability.

HRV analysis was performed in the time and frequency 
domains using the following indices: 1) time domain: in this 
domain, the RMSSD index from the R-R intervals in millisec-
onds was used, which corresponds to the root mean square of 
the difference between successive RR intervals13,22; 2) frequency 
domain: in this domain, we used low-frequency power in nor-
malized units (LFnu, 0.04-0.15 Hz), high-frequency power in 
normalized units (HFnu, 0.15-0.4 Hz) and LF/HF (ratio of abso-
lute LF power to absolute HF power). The spectral analysis was 
calculated using the Fast Fourier Transform algorithm. The 
HRV Analysis software23 was used to calculate these indexes.

HR was monitored throughout the trial, and RR, SpO2, BP 
were recorded during the last minutes of each trial period.  

Statistical analysis

ANOVA for repeated measurements, followed by the Tukey 
test, was used to examine differences in RMSSD, RR, SpO2 and 
BP during the three protocol periods: at rest with spontaneous 
breathing (R1), using PLB (R2) and after using the technique 
(R3). The Kruskal-Wallis test was used to assess whether the 
study variables presented differences according to the degree 
of disease severity. Statistical significance was set at p<0.05.

The study power was calculated using the GraphPad Stat-
Mate software, version 2.00 for Windows (GraphPad Software, 
San Diego, California, USA). It took into consideration the rest 
phases and PLB and showed that, for all the variables, with the 
current sample size and 5% as the significance level (two-sided 
test), the power of the study for detecting differences between 
the variables was greater than 80%. 

Results 
Data from 16 subjects were analyzed (12 men and four 

women). The subjects’ general characteristics and their clas-
sification according to the degree of airflow obstruction are 
shown in Table 1. Subjects with different degrees of airflow 
obstruction, reflecting different COPD stages according to the 
GOLD classification, showed no significant differences in RR, 
SpO2, systolic and diastolic BP and RMSSD index at any assess-
ment time during the protocol (R1, R2 and R3). Therefore, the 
different degrees of airflow obstruction were not taken into 
consideration for data analysis.

HR varied during PLB, increasing during inspiration and 
decreasing during expiration (Figure 1). The variation in HR 
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between inspiration and expiration, calculated based on the 
difference between the mean peak HR during inspiration 
and the mean minimum HR value during expiration24,25, was 
8.98  bpm. The mean peak HR during inspiration was 83±14 
bpm and the mean expiration peak was 74±10 bpm. The vari-
ation in HR between resting and PLB was 8.25 bpm and was 
calculated based on the difference between the mean peak 
HR during inspiration while performing PLB and the mean 
HR value during the minute at rest before PLB22. The mean 
peak HR during inspiration while performing PLB was 83±14 
bpm and the mean HR at rest was 75±12 bpm.

With regard to the RMSSD index (Table 2), the analysis 
showed significant differences between R1 and R2 (p<0.05). 
No significant difference was observed between R3 and R1 or 
between R3 and R2 (p>0.05). There were no significant differ-
ences in the LFnu and HFnu indices, or in the LF/HF ratio, 
between the times studied (Table 2; p>0.05 for all data).

Table 3 shows the systolic and diastolic BP, RR and SpO2 
values during the trial. The analysis did not show significant 
differences between systolic and diastolic BP during R1, R2 
and R3. For RR and SpO2, the analysis showed significant dif-
ferences between R1 and R2 (p<0.05) and between R2 and R3 
(p<0.05). No significant differences were observed between 
R1 and R3 for RR and SpO2 (p>0.05).

Discussion 
PLB is a technique used by many COPD patients in order to 

reduce dyspnea while exercising, performing activities of daily 
living or even at rest. Our results showed that PLB induced HR 
changes that were similar to what is observed in respiratory 
sinus arrhythmia. This is a cardiorespiratory phenomenon 
characterized in mammals by HR or R-R interval fluctuations 
that are in phase with inhalation and exhalation22. It has been 
associated with better efficiency in pulmonary gas exchanges, 
thereby producing better alveolar perfusion and ventilation25,26. 
During the breathing cycle, there is an increase in HR dur-
ing the inspiratory phase, followed by a decrease during the 
expiratory phase25,26. This occurs because calm and serene in-
spiration leads to parasympathetic inhibition, thus increasing 
HR as muscle sympathetic activity is suppressed. In contrast, 
during calm and serene expiration, there is a decrease in HR 
due to parasympathetic activation, together with facilitation of 
muscle sympathetic activity22.

Respiratory sinus arrhythmia is frequently used to assess 
vagal tonus, because it increases and decreases the parasym-
pathetic influence when the autonomic nervous system is 
appropriately balanced. According to Holnloser27 and Taylor28, 
inspiration/expiration variations greater than 9 bpm show that 

vagal functioning is intact. The values observed in the present 
study were very close to 9 bpm: the variation in HR between 
inspiration and expiration was 8.98 bpm and the variation in 
HR between resting and inspiration during PLB was 8.25 bpm. 
The HR inspiration/expiration variation was within the normal 
range reported by Gilbert29 ( from 8 to 14 bpm).

The RMSSD index from the R-R intervals was analyzed 
and showed statistically higher values during PLB, compared 
with the values obtained at rest during spontaneous breathing. 
This suggests that PLB promotes increased vagal modulation, 
which may be related to decreased RR, thereby intensifying the 
respiratory sinus arrhythmia22. Although it did not reach sta-
tistical difference, the RMSSD index after PLB (R3) remained 
higher than the initial resting values (R1), thus suggesting that 
increased parasympathetic cardiac activity and decreased sym-
pathetic activity were present during the recovery phase after 
PLB. According to Paschoal et al.30, the increased parasympa-
thetic activity during the recovery phase of the dynamic physi-
cal activity occurs to protect the heart against arrhythmias. 

With regard to the variability indices obtained in the fre-
quency domain, no significant differences were observed be-
tween the times analyzed. Nevertheless, the rise observed in 
the HFnu index, modulated exclusively by parasympathetic 
activity31,32, and the consequent reduction in the LFnu index, 
modulated by sympathetic and parasympathetic activity31,32, 
also suggest that PLB promoted a rise in the vagal modulation 
through the application of this technique.

Systolic and diastolic BP values were not significantly al-
tered. However, there was a tendency towards decreased sys-
tolic BP and a slight increase in diastolic BP during PLB. These 

Table 2. Heart rate variability indices at rest with spontaneous breathing 
(R1), using PLB (R2) and after using the technique (R3).

Rest (R1) Pursed-lip breathing (R2) Recovery (R3)
RMSSD 16.94±3.47 22.89±4.41* 19.58±3.35
LFnu 72.53±3.42 59.68±7.30 71.35±2.79
HFnu 27.47±3.42 40.33±7.30 28.65±2.79
LF/HF 3.67±0.63 3.64±0.93 3.14±0.47

Data are shown as mean ± standard error of mean; *p<0.05 versus R1; RMSSD=root 
mean square successive difference between the RR intervals; LFnu=low-frequency po-
wer in normalized units; HFnu=high-frequency power in normalized units; LF/HF=LF/
HF ratio.

Data are shown as mean ± standard deviation. * p<0.05 versus R1 and R3.

Rest (R1) Pursed-lip breathing (R2) Recovery (R3)
Systolic BP 124±22 117±21 126±21
Diastolic BP 74±10 76±11 74±10
SpO2 96±2 98±1* 96±3
RR 19±4.6 10±3* 18±5

Table 3. Systolic and diastolic blood pressure (BP), pulse oxygen 
saturation (SpO2) and respiratory rate (RR) at rest with spontaneous 
breathing (R1), using PLB (R2) and after using the technique (R3).
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variations may be related to oscillations in intrathoracic pres-
sure produced by respiratory movements, which determine 
increases and decreases in systolic debit, thereby contributing 
towards the changes in BP levels that occur during the respira-
tory cycle12.

Previous authors have suggested that PLB improves SpO2 
and decreases RR1-4. Both findings were reproduced in the 
present study. According to the abovementioned authors, the 
decrease in RR during PLB is possibly related to better control 
over the respiratory cycles and increased duration of expira-
tion, thus leading to a higher tidal volume. The increase in SpO2 
during PLB suggests that the increased duration of expiration 
(and consequent increase in tidal volume) leads to homog-
enous lung emptying, thereby maintaining the intrabronchial 
pressure and favoring both gas exchange and ventilation1-4,6. 
Moreover, it should also be mentioned that patients who ex-
perience reductions in dyspnea while using PLB might also 
have reductions in end-expiratory lung volume and greater re-
serves in inspiratory muscle pressure-generating capacity. This 

would lead to increased end-inspiratory lung volume, which is 
somewhat independent of tidal volume4.

Although Camillo et al.33 showed that COPD severity was 
not significantly related to HRV indices, the limited number 
of subjects classified as GOLD stage II in the current sample 
might be considered a limitation of the present study. In addi-
tion, the inclusion of a healthy control group (without COPD) 
may elucidate whether the results shown for the COPD group 
were effectively caused by the PLB maneuver or whether they 
were partially affected by the disease itself.

Conclusions 
In summary, the present results showed that PLB led to 

changes in HR, RR and SpO2, and did not alter BP significantly. 
Furthermore, analysis of the RMSSD index showed that PLB 
promoted increased parasympathetic activity, thus indicating 
that this technique influenced autonomic cardiac modulation. 

1.	 Fregonezi GA, Resqueti VR, Güell Rous R. [Pursed lips breathing]. Arch 
Bronconeumol. 2004;40(6):279-82.

2.	 Nield MA, Soo Hoo GW, Roper JM, Santiago S. Efficacy of pursed-lips 
breathing: a breathing pattern retraining strategy for dyspnea reduction. J 
Cardiopulm Rehabil Prev. 2007;27(4):237-44.

3.	 Gosselink R. Controlled breathing and dyspnea in patients with 
chronic obstructive pulmonary disease (COPD) J Rehabil Res Dev. 
2003;40(5Suppl2):S25-34. 

4.	 Spahija J, Marchie M, Grassino A.  Effects of imposed pursed-lips breathing 
on respiratory mechanics and dyspnea at rest and during exercise in COPD. 
Chest. 2005;128(2):640-50.

5.	 Bianchi R, Gigliotti F, Romagnoli I, Lanini B, Castellani C, Grazzini M, et al. 
Chest wall kinematics and breathlessness during pursed-lip breathing in 
patients with COPD. Chest. 2004;125(2):459-65.

6.	 Ugalde V, Breslin EH, Walsh SA, Bonekat HW, Abresch RT, Carter GT. Pursed 
lips breathing improves ventilation in myotonic muscular dystrophy. Arch 
Phys Med Rehabil. 2000;81(4):472-8.

7.	 Custodio LM. Blowing soap bubbles: teaching pursed-lips breathing. 
Chest. 1998;114(4):1224.

8.	 McConnell EA. Teaching pursed-lip breathing. Nursing. 1999;29(9):18. 

9.	 Bianchi R, Gigliotti F, Romagnoli I, Lanini B, Castellani C, Binazzi B, et al. 
Patterns of chest wall kinematics during volitional pursed-lip breathing in 
COPD at rest. Respir Med. 2007;101(7):1412-18.

10.	 Fokkema DS. The psychobiology of strained breathing and its 
cardiovascular implications: a functional system review. Psychophysiology. 
1999;36(2):164-75.

11.	 Caruana-Montaldo B, Gleeson K, Zwillich CW. The control of breathing in 
clinical practice. Chest. 2000;117(1):205-25.

12.	 Barbosa Filho J, Barbosa PRB, Cordovil I. Modulação autonômica do coração 
na hipertensão arterial sistêmica. Arq Bras Cardiol. 2002;78(2):181-95.

13.	 Longo A, Ferreira D, Correia MJ. Variabilidade da freqüência cardíaca. Rev 
Port Cardiol. 1995;14(3):241-62.

14.	 Pinsky MR. Cardiovascular issues in respiratory care. Chest. 2005;128(5 
Suppl 2):S592-7.

15.	 Rabe KF, Hurd S, Anzuelo A, Barnes PJ, Buist SA, Calverley P, et al. 
Global strategy for the diagnosis, management, and prevention of chronic 
obstructive pulmonary disease: GOLD executive summary. Am J Respir Crit 
Care Med. 2007;176(6):532-55.

16.	 Miller MR, Hankinson J, Brusasco V, Burgos F, Casaburi R, Coates A, et al. 
Standardisation of spirometry. Eur Respir J. 2005;26(2):319-38.

17.	 Kingsley M, Lewis MJ, Marson RE. Comparison of polar 810s and an 
ambulatory ECG system for RR interval measurement during progressive 
exercise. Int J Sports Med. 2005;26(1):39-44.

18.	 Gamelin FX, Berthoin S, Bosquet L. Validity of the polar S810 heart 
rate monitor to measure R-R intervals at rest. Med Sci Sports Exerc. 
2006;38(5):887-93.

Ramos EMC, Vanderlei LCM, Ramos D, Teixeira LM, Pitta F, Veloso M

292
Rev Bras Fisioter. 2009;13(4):288-93.

References  



19.	 Heart rate variability: standards of measurement, physiological interpretation 
and clinical use. Task Force of the European Society of Cardiology and 
the North American Society of Pacing and Electrophysiology. Circulation. 
1996;93(5):1043-65.

20.	 Godoy MF, Takakura IT, Correa PR. Relevância da análise do comportamento 
dinâmico não-linear (Teoria do Caos) como elemento prognóstico 
de morbidade e mortalidade em pacientes submetidos à cirurgia de 
revascularização miocárdica. Arq Ciênc Saúde. 2005;12(4):167-71

21.	 Brunetto AF, Roseguini BT, Silva BM, Hirai DM, Ronque EV, Guedes DP. 
Limiar de variabilidade da freqüência cardíaca em adolecentes obesos e 
não-obesos Rev Bras Med Esporte. 2008;14(2):145-9.

22.	 Santos MDB, Moraes FR, Marães VRFS, Sakabe DI, Takahashi ACM, 
Oliveira L, et al. Estudo da arritmia sinusal respiratória e da variabilidade 
da freqüência cardíaca de homens jovens e de meia-idade. Rev Soc Cardiol 
Estado de São Paulo. 2003;13(3 Suppl A):S15-25.

23.	 Niskanen JP, Tarvainen MP, Ranta-Aho PO, Karjalainen PA. Software 
for advanced HRV analysis. Computh Methods Programs Biomed. 
2004;76(1):73-81.

24.	 Grossman P, Taylor EW. Toward understanding respiratory sinus arrhythmia: 
relations to cardiac vagal tone, evolution and biobehavioral functions. Biol 
Psychol. 2007;74(2):263-85.

25.	 Giardino ND, Glenny RW, Borson S, Chan L. Respiratory sinus arrhythmia 
is associated with efficiency of pulmonary gas exchange in healthy humans. 
Am J Physiol Heart Circ Physiol. 2003;284(5):H1585-91.

26.	 Yasuma F, Hayano J. Respiratory sinus arrhythmia: why does the heartbeat 
synchronize with respiratory rhythm? Chest. 2004;125(2):683-90.

27.	 Hohnloser SH, Klnigenheben T. Basic autonomic test. In: Malik M (editor). 
Clinical guide to cardiac autonomic tests. Kluwer Academy Publishers, 
London; 1998. p. 51-65.

28.	 Taylor AA. Autonomic control cardiovascular function: clinical evaluation in 
health and disease. J Clin Pharmacol. 1994;34(5):363-74.

29.	 Gilbert C. Breathing and the cardiovascular system. J Bodyw Mov Ther. 
1999;3(4):215-24.

30.	 Paschoal MA, Gonçalves NOV, Petrelluzzi KFS, Machado RV. Controle 
autonômico cardíaco durante a execução de atividade física dinâmica de 
baixa intensidade. Rev Soc Cardiol Estado de São Paulo. 2003;13(5 Suppl 
A):S1-11.

31.	 Pagani M, Lombardi F, Guzzetti S, Rimoldi O, Furlan R, Pizzinelli P, et al. 
Power spectral analysis of heart rate and arterial pressure variabilities as a 
marker of sympatho-vagal interaction in man and conscious dog. Circ Res. 
1986;59(2):178-93.

32.	 Malliani A, Pagani M, Lombardi F, Cerutti S. Cardiovascular neural 
regulation explored in the frequency domain. Circulation. 1991;84(2): 
482-92.

33.	 Camillo CA, Pitta F, Possani HV, Barbosa MV, Marques DS, Cavalheri V, et 
al. Heart rate variability and disease characteristics in patients with COPD. 
Lung. 2008;186(6):393-401.

Pursed-lip breathing in COPD subjects

293
Rev Bras Fisioter. 2009;13(4):288-93.


