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SUPPLEMENTAL METHODS
Study Population
The HypnoLaus study1 is a nested study of CoLaus|PsyCoLaus, a prospective cohort study including participants randomly selected according to the civil register of the city of Lausanne (Switzerland). The CoLaus|PsyCoLaus study was designed to assess the clinical, psychological and genetic determinants of CVD; the baseline study was conducted between 2003 and 2006, the first follow-up was conducted between 2009 and 2012, and the second follow-up between 2014 and 2017.2, 3 The HypnoLaus study was designed to assess the prevalence and correlates of sleep characteristics and sleep disorders during the first follow-up of the CoLaus|PsyCoLaus study. A total of 2,162 participants underwent a full at-home polysomnography (PSG) between 2009 and 2013 in addition to a full clinical work-up. 

Ethical Statement
Both the CoLaus|PsyCoLaus and HypnoLaus studies were approved by the Ethics Committee of the Vaud Canton (approval numbers 16/03 and 33/09), and written informed consent was obtained from all participants.

Polysomnography
Participants went to the Center for Investigation and Research in Sleep (CIRS) at the Lausanne University Hospital (CHUV, Lausanne, Switzerland) between 17:00 and 20:00 hours to be equipped with an ambulatory polysomnographic recorder (Titanium, Embla® Flaga, Reykjavik, Iceland) by certified technicians and undergo an in-home full-night PSG. Setup specifications and sleep stages scoring followed the 2007 American Academy of Sleep Medicine (AASM) recommendations;4 respiratory events were scored according to the 2012 AASM criteria.5

Heart Rate Variability Measurements
Single-lead ECG data were extracted from the PSG recordings in European Data Format (EDF) using Somnologica Studio (version 5.1.1, Embla® Flaga). Each QRS complex was validated and raw RR series were imported to the HRVanalysis software version 1.2.6 An accurate preprocessing was performed using a spline cubic interpolation to correct for non-sinusal beats, including ectopic beats and artifacts, as suggested in the HRV Task Force.7 Epochs with body movement or successive artifacts were reviewed by an expert (VP) and manually discarded from analyses. HRV analysis was first performed for the whole sleep period using sleep onset and wake-up timestamps from the PSG (including wake after sleep onset periods). In a secondary analysis, HRV was analyzed from the average of 5-minute stable epochs during non-rapid eye movement (NREM, including sleep stages 1-2-3) and rapid eye movement (REM) sleep using the sleep scoring of the PSG. These stable epochs referred to 5-minutes consecutive periods during which the sleep stage (NREM or REM) did not change.  For all included participants, the median (interquartile range) number of epochs was 50 (43-58) during NREM sleep (n=1784) and 14 (10-17) during REM sleep (n=1764). Moreover, HRV was analyzed from the average of 5-minute stable epochs without events (arousals, apnea-hypopnea or periodic leg movements) during NREM and REM. For this sub-analysis, the median (interquartile range) number of epochs was 15 (9-22) during NREM sleep (n=1728) and 3 (1-5) during REM sleep (n=1132). HRV analysis included standard time-domain, frequency-domain and non-linear indices according to standard criteria.7, 8 

Linear HRV Analysis
In the time-domain, the following indices were reported: mean peak-to-peak R intervals (RR), the standard deviation of normal-to-normal (N-N) intervals (SDNN) and the root mean square of successive N-N differences (rMSSD). In the frequency-domain, a Fast Fourier Transform algorithm was applied based on 5-min epochs and spectral power was calculated for the following standard frequency bands: very low frequency (VLF: 0–0.04 Hz), low frequency (LF: 0.04–0.15 Hz), high frequency (HF: 0.15–0.4 Hz).7 The LF/HF ratio was also calculated.
SDNN indicates global ANS status. VLF is an index that primarily reflects regulation of the renin–angiotensin system, thermoregulation, and parasympathetic activity. rMSSD and HF represent the vagal activity while LF contains both sympathetic and parasympathetic activities. The LF/HF ratio provides an estimation of sympatho-vagal balance.9

Nonlinear HRV Analysis
Non-linear measurements provide information on the complexity of autonomic regulations, and included Poincaré plot analysis, detrended fluctuation analysis (DFA) and entropy.
Poincaré plots were obtained by plotting the values NNn+1 against the values of NNn and the following parameters were obtained: the ellipse’s width corresponding to the standard deviation of the distance of each point from the y = x axis (SD1); the ellipse’s length corresponding to the standard deviation of each point from the y = x + average NN interval (SD2); and the ratio SD1/SD2.10 SD1 measures short-term HRV and correlates with rMSSD, SD2 represents long-term HRV and correlates with SDNN, while SD1/SD2 is used to measure autonomic balance and correlates with LF/HF. 
DFA is used to quantify the degree of self-similarity (fractality) of the RR signal by calculating the average amount of RR fluctuation over different time scales. DFA indices were calculated on 1000 beats epoch and averaged as recommended.11 This analysis results in slope α1, which describes short-term fluctuations (4 to 11 beats), and slope α2 which describes long-term fluctuations (>11 beats per box).11 Healthy middle-aged participants have been found to have short-term scaling exponent values somewhat over or around 1, while healthy elderly participants may have changes in the fractal correlation properties of heart rate dynamics.12
Applied to HRV, entropy is a measure of the regularity and predictability of patterns of different length. Approximative entropy (ApEn) and sample entropy (SampEn) were proposed to quantify the entropy rate of short-to-mid-length NN series.13 Small values indicate regular behavior while large values indicate irregular and unpredictable behavior. 

Novel HRV analysis
Novel HRV analysis included deceleration capacity (DC) and acceleration capacity (AC), heart rate fragmentation (HRF) and heart rate turbulence (HRT).
Using a phase rectified signal averaging (PRSA) method, DC is calculated as the difference between the mean of the two beats following deceleration and the mean of the two beats before deceleration while AC is calculated by detecting all NN sequences that decrease.14 Beforehand, NN interval longer than 105% of the preceding NN interval for DC computation and shorter than 95% of the preceding NN interval for AC computation were excluded to suppress errors due to artifacts as recommended.14
HRF was recently developed to analyze fragmented rhythms manifested by an increase in the density of changes in heart rate acceleration sign, not mechanistically explicable by physiological cardiac vagal tone modulation.15 The percentage of inflection points (PIP) quantifies transitions from HR acceleration to HR deceleration or vice versa and constitutes a measure of HRF reflecting its overall degree of prevalence.15, 16 
HRT quantifies the response of the sinus node to spontaneous ventricular premature depolarizations. In healthy participants, heart rate turbulence consists typically of a brief tachycardia followed by a subsequent gradual bradycardia. However, this pattern is blunted in high-risk patients. HRT is usually described by two variables: turbulence onset (TO), which quantifies vagal withdrawal; and turbulence slope (TS), which is explained by progressive vagal reactivation.17, 18 We also used validated cutoff values that considered TO <0% and TS >2.5 ms/R-R interval as normal and HRT was categorized as follow: (1) normal if TO and TS normal or if HRT could not be calculated due to no suitable VPCs; (2) TO or TS abnormal; (3) TO and TS abnormal.18 

Clinical Assessment
Information on sociodemographic characteristics, medical and treatment history were obtained by trained interviewers using standardized questionnaires during the first follow-up of CoLaus|PsyCoLaus (corresponding to the inclusion of the HypnoLaus study). Height was measured using a vertical stadiometer (Seca), and weight was measured using a calibrated scale to within 0.1 kg (Seca). Body mass index (BMI) was calculated as weight (kg) divided by height (meters) squared. Diabetes was defined as either fasting blood glucose ≥7 mmol.L−1 or use of antidiabetic drugs. Arterial hypertension was defined as either systolic blood pressure ≥140 mm Hg or diastolic blood pressure ≥90 mm Hg, or current use of antihypertensive drugs. Medication was coded according to the World Health Organization (WHO) ATC classification. Drugs influencing sleep included hypnotics or sedatives (N05C), anxiolytics (N05B) and antipsychotics (N05A). Depressive symptoms were considered based on a Center for Epidemiologic Studies Depression Scale (CES-D)19 score of ≥17 for men and ≥23 for women, or the use of antidepressants (ATC code starting with N06A). Dyslipidemia was defined by low HDL (< 1 mmol/L), high triglycerides (>1.7 mmol/L) or use of lipid-lowering drugs. 
Moreover, at the second follow-up of CoLaus (between 2014 and 2017), participants were asking whether they had an OSA treatment. 

Outcomes
During the 4-year follow-up, fatal and non-fatal cardiovascular diseases events were documented. Fatal events were defined as death from myocardial infarction or stroke. Non-fatal outcomes included the occurrence of non-fatal myocardial infarction, stroke, acute coronary insufficiency needing percutaneous coronary intervention or coronary artery bypass grafting, and peripheral arterial disease defined by angiological examination (US-doppler) and/or revascularization (by peripheral bypass surgery or stenting). The incidence of a composite CVD variable was established based on all the different available events adjudicated by a local expert committee including a panel of cardiologists and neurologists according to international recommendations.20 

Exclusion criteria
Participants with a prior CVD and participants loss to follow-up were excluded (n=198) (Figure 1). Exclusion criteria also included recordings with insufficient ECG quality or technical failure as well as participants with frequent ectopic beats, atrial fibrillation or flutter, pacemaker, bundle branch block and ≥10% RR corrected due to their known influence on HRV (n=149) (Figure 1). 

Statistical Analysis
All statistical analyses were performed using IBM SPSS Statistics version 26.0 for Macintosh (IMB Corp, Armonk, NY, USA). Normality was visually checked with normal Q-Q plots. Baseline characteristics are presented as mean ± SD for normal continuous variables, median and interquartile range for non-normal variables and as number of participants with percentage for categorical variables.
Baseline characteristics and HRV indices between “incident CVD” and “non-incident” groups were compared using Student’s t-test, Mann Whitney U test or Chi-square test as appropriate. A two-tailed p-value <0.05 was considered statistically significant. To determine the associations between HRV indices and CVD incidence, univariate and multivariable-adjusted COX regressions were used with each HRV parameter tested separately. Assumption of proportional hazards was assessed for each continuous covariate before introduction in the model and no violations were noted. Model 1 was adjusted for age, sex and body mass index (BMI). Model 2 was additionally adjusted for smoking status, education, depression, hypertension, dyslipidemia, diabetes, sleep drugs, beta-blockers, AHI and PLMSI. Results are expressed as hazard ratio (HR) with 95% CI per one SD increase for each HRV parameter tested. To avoid type 1 error, we corrected for multiple testing using the false discovery rate (FDR) approach.21 To facilitate interpretation, continuous HRV parameters that were statistically significant in the fully adjusted model were also categorized into terciles. 
Predictive power of these metrics was compared to a base model including age (continuous), BMI (continuous), diabetes (presence/absence), hypertension (presence/absence), smoking status (never, former, current) and dyslipidemia (presence/absence).
Discrimination performance of these latter models was assessed with area under the receiver operating characteristic curve (AUROC) with corresponding 95% CI; the higher the values, the better the discrimination. Concordance was assessed using Harrell’s C index, with corresponding 95% CI; the higher the value, the better the concordance. Goodness of fit was assessed with Akaike information criterion (AIC) and Bayesian information criterion (BIC); the lower the value, the better the fit.
Additional analyses were done to assess whether HRV could predict both incidence and recurrence of CVD events. Lastly, we evaluated whether the inability to measure HRV due to frequent ectopic beats, atrial arrhythmia, pacemakers, bundle branch block or lots of corrected RR intervals (≥10 %) could predict the incidence of CVD events. 
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Table A.1. Nocturnal heart rate variability parameters in participants with and without incident cardiovascular disease at 4 years. 

	
	All (N=1984)
	No incident CVD events (N=1717)
	Incident CVD events (N=67)
	p value

	Mean RR (ms)
	953 (884-1041)
	967 ± 122 
	950 ± 136
	0.262

	SDNN (ms)
	79 (64-96)
	82 ± 25
	75 ± 26
	

	SDNN log10
	1.90 (1.82-1.99)
	1.90 ± 0.13
	1.86 ± 0.15
	0.011

	RMSSD (ms)
	27 (20-39)
	32 ± 16
	25 ± 13
	

	RMSSD log10
	1.45 (1.32-1.60)
	1.47 ± 0.20
	1.36 ± 0.21
	<0.001

	VLF (ms2/Hz)
	1376 (872-2093)
	1679 ± 1169
	1380 ± 1113
	

	VLFlog10
	3.14 (2.94-3.32)
	3.13 ± 0.30
	3.02 ± 0.33
	0.004

	LF (ms2/Hz)
	625 (353-1119)
	880 ± 796
	620 ± 738
	

	LF log10
	2.80 (2.55-3.05)
	2.80 ± 0.37
	2.58 ± 0.44
	<0.001

	HF (ms2/Hz)
	164 (86-329)
	278 ± 334
	152 ± 180
	

	HF log10
	2.22 (1.94-2.52)
	2.24 ± 0.42
	1.95 ± 0.46
	<0.001

	LF‎/HF ratio
	4.6 (2.9-6.9)
	5.5 ± 3.8
	6.1 ± 3.6
	

	LF/HF log10
	0.75 (0.59-0.90)
	0.75 ± 0.23
	0.80 ± 0.22
	0.065

	SD1 (ms)
	19.4 (14.0-27.6)
	22.4 ± 11.6
	17.3 ± 9.9
	

	SD1 log10
	1.31 (1.18-1.46)
	1.32 ± 0.20
	1.21 ± 0.22
	<0.001

	SD2 (ms)
	105 (86-129)
	110 ± 33
	101 ± 36
	

	SD2 log10
	2.03 (1.94-2.11)
	2.02 ± 0.13
	1.99 ± 0.15
	0.020

	SD1‎/SD2 ratio
	0.19 (0.15-0.24)
	0.20 ± 0.08
	0.17 ± 0.06
	

	SD1/SD2 log10
	0.08 (0.06-0.09)
	0.08 ± 0.03
	0.07 ± 0.02
	<0.001

	DFA α1
	1.29 (1.14-1.43)
	1.28 ± 0.21
	1.34 ± 0.21
	0.020

	DFA α2
	0.98 (0.92-1.06)
	0.98 ± 0.10
	1.02 ± 0.12
	0.001

	AC (ms)
	-8.6 (-10.8; -6.7) 
	-8.9 ± 2.9
	-7.0 ± 3.1
	<0.001

	DC (ms)
	8.0 (6.4-9.6)
	8.2 ± 2.4
	6.6 ± 2.5
	<0.001

	ApEn
	1.20 (1.10-1.29)
	1.19 ± 0.14
	1.16 ± 0.16
	0.054

	SampEn
	1.13 (1.01-1.23)
	1.12 ± 0.16
	1.10 ± 0.18
	0.188

	PIP (%)
	51.4 (47.4-55.6)
	51.4 ± 6.1
	54.5 ± 5.6
	<0.001

	TO (%)
	0.53 (-1.68 ; 2.30)
	0.25 ± 3.38
	-0.26 ± 2.83
	0.268

	TS (ms/RR)
	6.7 (3.4 ; 12.2)
	9.3 ± 8.4
	6.1 ± 5.3
	<0.001

	HRT severity
	
	
	
	0.068

	  Normal
	1242 (62.7%)
	1088 (63.4%)
	34 (50.7%)
	

	  TO or TS abnormal
	558 (28.2%)
	480 (28.0%)
	23 (34.3%)
	

	  TO & TS abnormal
	182 (9.2%)
	149 (8.7%)
	10 (14.9%)
	



Abbreviations: SDNN: standard deviation in normal-to-normal (NN) RR intervals; rMSSD: square root of mean squared differences between successive NN intervals; VLF: very-low frequency power; LF: low frequency power; HF: high frequency power; SD1: Poincaré plot standard deviation perpendicular the line of identity; SD2: Poincaré plot standard deviation along the line of identity; DFΑ α1: detrended fluctuation analysis describing short term fluctuations (4 to 11 beats); DFΑ α2: detrended fluctuation analysis describing long-term fluctuations (>11 beats); AC: acceleration capacity; DC: deceleration capacity; ApEn: approximative entropy; SampEn: Sample entropy; PIP: percentage of inflection point; TO: turbulence onset; TS: turbulence slope; HRT: heart rate turbulence.
Data are presented as median (interquartile ranges) in the whole population and mean ± SD or n (%) in each subgroup. P-value < 0.05 are in bold. 


Table.A.2. Association between incident cardiovascular disease events and heart rate variability in non-rapid eye movement (NREM [N1, N2, N3]) and rapid eye movement (REM) sleep

	
	NREM (n=1686/64)
	REM (n=1670/61)

	
	HR (95% CI)
	p-value
	HR (95% CI)
	p-value

	Mean RR (ms)
	0.89 (0.68-1.16)
	0.386
	0.94 (0.72-1.23)
	0.653

	SDNN (ms)
	0.70 (0.50-0.97)
	0.031
	0.72 (0.52-1.00)
	0.050

	RMSSD (ms)
	0.69 (0.47-0.99)
	0.043
	0.74 (0.51-1.07)
	0.110

	VLF (ms2/Hz)
	0.82 (0.59-1.14)
	0.232
	0.82 (0.58-1.14)
	0.240

	LF (ms2/Hz)
	0.75 (0.51-1.11)
	0.154
	0.77(0.51-1.17)
	0.216

	HF (ms2/Hz)
	0.57 (0.32-1.01)
	0.056
	0.65 (0.38-1.13)
	0.128

	LF‎/HF ratio
	1.14 (0.90-1.44)
	0.289
	1.01 (0.77-1.32)
	0.937

	SD1 (ms)
	0.69 (0.48-0.99)
	0.045
	0.73 (0.50-1.06)
	0.095

	SD2 (ms)
	0.72 (0.52-0.99)
	0.040
	0.75 (0.54-1.03)
	0.040

	DFA α1
	1.10 (0.82-1.49)
	0.524
	1.08 (0.83-1.42)
	0.557

	DFA α2
	1.38 (1.07-1.79)
	0.014
	1.20 (0.91-1.58)
	0.196

	AC (ms)
	1.53 (1.13-2.07)
	<0.001
	1.41 (1.00-1.97)
	0.048

	DC (ms)
	0.64 (0.48-0.86)
	0.003
	0.70 (0.51-0.96)
	0.024

	PIP (%)
	1.41 (1.11-1.79)
	0.005
	1.38 (1.09-1.75)
	0.008



Values presented are standardized hazard ratios (HR) per one-standard deviation (SD) increase in the independent variable, with 95% confidence intervals (CI). n indicates number of participants free of events / number of participants with incident cardiovascular disease in each model.
Model 1 was adjusted for age, sex and body mass index. Model 2: Model 1 + adjustment for educational level, smoking, depression, hypertension, dyslipidemia, diabetes, sleep drugs, beta-blockers, apnea-hypopnea index and periodic leg movement index during sleep. Detailed definitions of confounding factors are presented in the supplementary method.
False discovery rate (FDR) corrected significant results are in bold. 
AC indicates acceleration capacity; DC, deceleration capacity; DFΑ α1, detrended fluctuation analysis describing short term fluctuations (4 to 11 beats); DFΑ α2, detrended fluctuation analysis describing long-term fluctuations (>11 beats); HF, high frequency power; LF, low frequency power; PIP, percentage of inflection points; rMSSD, square root of mean squared differences between successive NN intervals; SD1, Poincaré plot standard deviation perpendicular the line of identity; SD2, Poincaré plot standard deviation along the line of identity; SDNN, standard deviation in normal-to-normal (NN) RR intervals; VLF, very-low frequency power. 

Table.A.3. Association between incident cardiovascular disease events and heart rate variability in non-rapid eye movement (NREM [N1, N2, N3]) and rapid eye movement (REM) epochs without apnea-hypopnea events nor periodic leg movement. 
	
	NREM without events (n=1638/57)
	REM without events (n=1081/31)

	
	Model 1
	Model 2
	Model 1
	Model 2

	
	HR (95% CI)
	p-value
	HR (95% CI)
	p-value
	HR (95% CI)
	p-value
	HR (95% CI)
	p-value

	Mean RR (ms)
	0.89 (0.67-1.18)
	0.399
	0.89 (0.67-1.19)
	0.427
	1.16 (0.81-1.68)
	0.421
	1.17 (0.81-1.67)
	0.411

	SDNN (ms)
	0.76 (0.53-1.10)
	0.143
	0.78 (0.54-1.11)
	0.167
	0.95 (0.63-1.46)
	0.826
	0.95 (0.63-1.43)
	0.797

	RMSSD (ms)
	0.82 (0.58-1.17)
	0.276
	0.83 (0.58-1.17)
	0.284
	1.04 (0.71-1.53)
	0.840
	1.05 (0.72-1.54)
	0.810

	VLF (ms2/Hz)
	0.94 (0.68-1.31)
	0.720
	0.96 (0.70-1.32)
	0.791
	1.15 (0.86-1.53)
	0.348
	1.10 (0.83-1.46)
	0.492

	LF (ms2/Hz)
	0.77 (0.48-1.25)
	0.294
	0.79 (0.50-1.25)
	0.308
	0.88 (0.50-1.54)
	0.650
	0.85 (0.49-1.45)
	0.216

	HF (ms2/Hz)
	0.70 (0.40-1.22)
	0.207
	0.70 (0.40-1.22)
	0.210
	0.94 (0.57-1.55)
	0.800
	0.94 (0.57-1.54)
	0.803

	LF‎/HF ratio
	1.05 (0.80-1.37)
	0.747
	1.06 (0.81-1.39)
	0.669
	0.77 (0.47-1.25)
	0.285
	0.77 (0.49-1.23)
	0.275

	SD1 (ms)
	0.81 (0.57-1.16)
	0.255
	0.82 (0.57-1.16)
	0.262
	1.04 (0.70-1.54)
	0.855
	1.04 (0.70-1.53)
	0.095

	SD2 (ms)
	0.75 (0.52-1.08)
	0.124
	0.77 (0.54-1.10)
	0.154
	0.95 (0.63-1.45)
	0.823
	0.94 (0.63-1.42)
	0.781

	DFA α1
	0.94 (0.70-1.25)
	0.644
	0.97 (0.73-1.28)
	0.790
	0.89 (0.63-1.27)
	0.526
	0.89 (0.62-1.28)
	0.531

	DFA α2
	1.22 (0.92-1.61)
	0.168
	1.24 (0.94-1.64)
	0.122
	1.33 (0.91-1.95)
	0.142
	1.32 (0.89-1.94)
	0.166

	AC (ms)
	1.42 (1.02-1.98)
	0.039
	1.39 (1.00-1.93)
	0.050
	1.26 (0.78-2.02)
	0.346
	1.23 (0.77-1.96)
	0.387

	DC (ms)
	0.70 (0.51-0.98)
	0.038
	0.71 (0.51-0.99)
	0.043
	0.64 (0.41-1.02)
	0.058
	0.66 (0.42-1.04)
	0.073

	PIP (%)
	1.53 (1.18-1.99)
	0.001
	1.50 (1.16-1.94)
	0.002
	1.57 (1.14-2.17)
	0.006
	1.49 (1.08-2.07)
	0.016


Values presented are standardized hazard ratios (HR) per one-standard deviation (SD) increase in the independent variable, with 95% confidence intervals (CI). n indicates number of participants free of events / number of participants with incident cardiovascular disease in each model.
Model 1 was adjusted for age, sex, body mass index, educational level, smoking, depression, hypertension, dyslipidemia, diabetes, sleep drugs, beta-blockers. Model 2 was additionally adjusted for apnea-hypopnea index and periodic leg movement index during sleep. Detailed definitions of confounding factors are presented in the supplementary method. False discovery rate (FDR) corrected significant results are in bold. 
AC indicates acceleration capacity; DC, deceleration capacity; DFΑ α1, detrended fluctuation analysis describing short term fluctuations (4 to 11 beats); DFΑ α2, detrended fluctuation analysis describing long-term fluctuations (>11 beats); HF, high frequency power; LF, low frequency power; PIP, percentage of inflection points; rMSSD, square root of mean squared differences between successive NN intervals; SD1, Poincaré plot standard deviation perpendicular the line of identity; SD2, Poincaré plot standard deviation along the line of identity; SDNN, standard deviation in normal-to-normal (NN) RR intervals; VLF, very-low frequency power. 


Table A.4. Nocturnal heart rate variability predictors of both incident and recurrent fatal and non-fatal adjudicated cardiovascular disease events (n=86)
	
	Univariate
	Model 1
	Model 2

	
	HR (95% CI)
	p-value
	HR (95% CI)
	p-value
	HR (95% CI)
	p-value

	PIP (%)
	1.51 (1.25-1.83)
	<0.001
	1.34 (1.10-1.64)
	0.004
	1.24 (1.00-1.54)
	0.054

	AC (ms)
	2.22 (1.76-2.80)
	<0.001
	1.77 (1.37-2.29)
	<0.001
	1.46 (1.13-1.90)
	0.004

	DC (ms)
	0.46 (0.36-0.57)
	<0.001
	0.57 (0.45-0.73)
	<0.001
	0.69 (0.54-0.88)
	0.003



AC: acceleration capacity; DC: deceleration capacity; PIP: percentage of inflection point.
Values presented are standardized hazard ratios (HR) per one-standard deviation (SD) increase in the independent variable, with 95% confidence intervals (CI).
Model 1 was adjusted for age, sex and body mass index. Model 2: Model 1 + adjustment for educational level, smoking, depression, hypertension, dyslipidemia, diabetes, sleep drugs, beta-blockers, apnea-hypopnea index and periodic leg movement index during sleep.






