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Abstract
Despite that large percentages of individual daily time is spent in the home, few studies have examined the relationship 
between indoor particulate matter (PM) exposure in residential settings with subclinical indicators of cardiovascular risk. 
This cross-sectional study investigated associations between exposure to fine (PM2.5) and ultrafine (UFP) PM in domestic 
indoor environments, with central blood pressure (BP) and component BP measures (pulse pressure, augmented pressure 
[AP], augmentation index [AIx], mean arterial pressure, pulse wave velocity [PWV]) in 40 non-smoking, otherwise healthy 
adults (58% women) living in Perth, Western Australia. Overall, in adjusted models, an interquartile range (IQR) increase in 
PM2.5 was associated with a 3.2 mmHg (95% confidence interval [CI]: 0.99, 5.45) higher diastolic BP, and a 1.8 mmHg lower 
AP (95%CI: − 3.63, − 0.01) and 0.4 m/s PWV (95%CI: − 0.80, − 0.08), respectively. For the UFP fraction, an IQR increase 
was associated with a 5.2% higher AIx (95%CI: 0.51, 9.97) and a 0.6 m/s lower PWV (95%CI: − 1.00, − 0.11).
When stratified by sex, higher UFP concentrations were associated with higher DBP and lower PWV among women. Among 
men, higher UFP concentrations were associated with lower AP. Exposure to domestic indoor fine and ultrafine PM was 
associated with preclinical indicators of cardiovascular risk and some of these relationships were affected by sex. These 
findings contribute important evidence linking low-level residential indoor PM exposure with measurable impacts on car-
diovascular physiology and may inform preventative recommendations as part of risk profiles for susceptible individuals.

Keywords  Indoor air pollution · Ultrafine particles · Particulate matter · Blood pressure · Cardiovascular risk factors · 
Vascular function

Introduction

Exposure to particulate matter (PM) has been associated 
with cardiovascular (CV) morbidity and mortality (Brook 
et al. 2010; Corlin et al. 2018; Giorgini et al. 2016; Kelly 
and Fussell 2019; Landrigan et al. 2018; van Nunen et al. 

2021). While a vast array of studies provides strong support 
for a causal relationship between exposure to PM smaller 
than 2.5 µm (‘fine’ PM; PM2.5) and CV effects (Brook et al. 
2010; Giorgini et al. 2016), there is increasing conversation 
about the notion that different sizes appear to carry different 
abilities to cause harmful effects, and systemic CV effects 
could be favoured by a smaller particle size.

The most studied PM size fractions linked to CV out-
comes include ambient PM2.5 and PM10 (‘thoracic’ PM 
with an aerodynamic diameter of ≤ 10 µm) (Vardoulakis 
et al. 2020). However, less is known about the impact of 
ultrafine particles (UFP; < 0.1 µm aerodynamic diameter) 
on CV effects and indicators of CV risk (Al-Kindi et al. 
2020; Corlin et al. 2018; HEI Review Panel on Ultrafine 
Particles 2013). UFP are mainly derived from combustion 
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processes and have strong spatial and temporal components 
in that they are typically short lived and are influenced by 
proximity to an emission source (Al-Kindi et al. 2020; HEI 
Review Panel on Ultrafine Particles 2013). Compared to 
the larger size fractions, explicit characteristics of UFP 
such as high particle numbers, high surface area to mass 
ratio, oxidative stress potential, ability to act as vectors for 
vapours and gases condensed on their surface, and probable 
systemic penetration may considerably increase their CV 
toxicity. However, this data is only now starting to emerge 
(Al-Kindi et al. 2020; Brook et al. 2010; Downward et al. 
2018; Soppa et al. 2019).

Compared to ambient PM, less is known about residential 
indoor exposure to PM. It is well reported that most people 
spend over 80–90% of their daily time indoors with up to 
60% spent in the home (Brasche and Bischof 2005; Klepeis 
et al. 2001; Leech et al. 2002). Residential sources of PM are 
abundant and concentrations are mostly related to the intru-
sion of airborne particles from outdoors, indoor emission 
sources including gas cooking and heating, and the use of 
aerosol sprays and cleaning products (Al-Kindi et al. 2020). 
The indoor home environment may therefore represent a 
major contribution to total personal PM exposure.

In the literature, most reported relationships are between 
ambient PM exposure and cardiovascular disease (CVD) 
endpoints such as heart disease and stroke, although findings 
have yielded mixed results (Brook et al. 2010; Chan et al. 
2015; Choi et al. 2019; Downward et al. 2018; Giorgini et al. 
2016; Honda et al. 2018). Furthermore, limited research has 
been undertaken which considers the relationship between 
PM and preclinical prognostic markers of CV risk, which 
may be involved in the pathogenesis of clinical CVD. These 
markers, including blood pressure (BP) and BP component 
measures (e.g., pulse pressure (PP), mean arterial pressure 
(MAP), augmented pressure (AP), augmentation index 
(AIx), pulse wave velocity (PWV)), quantify CV function 
and changes can indicate vascular disease, and indepen-
dently predict CV events and mortality (Honda et al. 2018; 
Liao and Farmer 2014; Vlachopoulos et al. 2010).

Furthermore, very few studies have evaluated subclinical 
CV parameters including BP and BP component measures in 
relation to domestic indoor exposures to PM. Additionally, 
to our knowledge, of the few studies that were identified 
through literature search, all investigate very defined expo-
sure settings such as those related to biomass fuel combus-
tion in low- or middle-income countries (Alexander et al. 
2015; Baumgartner et al. 2018, 2011; Baumgartner and 
Clark 2016; Clark et al. 2019; Young et al. 2019), or in high-
income countries, different types of cookstove technologies 
(Fedak et al. 2019; Walker et al. 2020).

In this present study, we investigated the association 
between indoor residential exposure to fine and ultrafine 
PM, with functional intermediate measures of CV risk 

including BP and component measures of BP, in a popula-
tion of healthy middle-aged adults living in Perth, Western 
Australia.

Methods

Study population and study session protocol

From March 2017 until May 2018, a cross-sectional sam-
ple of 40 adults living in 40 residences located in Perth, 
Western Australia, was recruited. Eligible participants were 
non-smokers aged between 35 and 69 years. Those who 
reported a history of CV morbidity or CVD took antihy-
pertensive, antidiabetic, or lipid-modifying medications, 
or were unable to provide written consent, were excluded 
from the study. Participants with CVD were excluded as the 
study aimed to investigate subclinical markers of CV risk. 
Residences included in the study were smoke-free, stand-
alone single-family dwellings, or group housing defined as 
sharing a common wall with a neighbouring property (e.g., 
apartments, flats, townhouses).

Data was collected in a two-stage process including the 
‘home stage’ involving a 24-h continuous monitoring of 
indoor concentrations of PM2.5 and UFP simultaneously 
with central ambulatory haemodynamic parameters. The 
second stage involved a clinic assessment to gather infor-
mation on each participant’s current health status includ-
ing anthropometric measurements, to take blood samples 
to establish a lipid profile, and to determine central pulse 
wave velocity (PWV). Participants were offered the oppor-
tunity to select which stage was undertaken first; however, 
both stages were to be completed within a 14-day maximum 
time period. This time period was selected to accommodate 
equipment and investigator availability, and for the conveni-
ence of participants.

Further details of the main study protocol have been 
published elsewhere (Gilbey et al. 2019) and are described 
briefly below.

Written informed consent was obtained from all individ-
ual participants included in the study. The study protocol 
was approved by the Human Research Ethics Committee of 
Curtin University (HRE2016-0308).

Indoor air quality measurements

Each participating household was monitored for PM2.5 and 
UFP using air monitoring instrumentation that was co-
located in the main living area. Equipment was placed at a 
height of 1.5 m corresponding approximately to the breath-
ing zone of a standing adult.

PM2.5 concentrations were measured for 24 h using a 
DustTrak light scattering photometer (DRX 8533, TSI Inc., 
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Shoreview, MN, USA). DustTrak is a real-time monitor that 
displays particle mass concentrations in units of micrograms 
per cubic metre (µg/m3; g × 10−6). Data was logged at 5-min 
intervals. The measuring range of the instrument is 1 µg/m3 
to 150 × 103 µg/m3 with accuracy of ± 0.1% of the reading 
or 1 µg/m3, whichever is greater.

A portable P-Trak 8525 (TSI Inc., Shoreview, MN, USA) 
was used to detect and count UFP numbers in real time with 
particle concentration being displayed in units of particles 
per cubic centimetre (particles/cm3). This instrument has a 
limit of operation of 8 h at 21 °C and a measuring range of 0 
to 5 × 105 particles/cm3. This instrument detects and counts 
UFP ≤ 1 µm and was programmed to log data at 5-min 
intervals, for 6 h, from 4 pm onwards. This time period was 
selected as a likely time when cooking would be undertaken, 
which is identified as a significant source of indoor fine and 
UFP emissions (Bhangar et al. 2011; Buonanno et al. 2009; 
Gabdrashova et al. 2021; Liang et al. 2014; Torkmahalleh 
et al. 2017; Wan et al. 2011).

Data on ancillary parameters such as temperature (°C) 
and relative humidity (%RH) were logged at 30-min inter-
vals using the Gray Wolf AdvancedSense Pro (Advanced 
Sense Pro. Gray Wolf Sensing Solutions, Shelton, CT, USA).

Central haemodynamic measurements

Simultaneous to IAQ measurements, central ambulatory 
haemodynamic parameters were measured non-invasively 
using a portable monitoring device (Oscar 2, Sun Tech 
Medical Inc., Morrisville, NC, USA) fitted to the left arm 
of each participant. This instrument was pre-programmed 
to obtain readings at 30-min intervals for the full 24 h. Data 
collected included systolic (SBP) and diastolic blood pres-
sure (DBP) (mmHg), heart rate (beats per minute, bpm), 
along with component haemodynamic parameters including 
augmentation index (%; AIx), augmented pressure (mmHg; 
AP), pulse pressure (mmHg; PP), and mean arterial pressure 
(mmHg; MAP). The mean BP and haemodynamic parameter 
measurements were calculated as the mean of all readings 
throughout the 24-h monitoring period (Andreadis et al. 
2016; O’Flynn et al. 2015). Measurements were deemed as 
valid following standardised protocol described by Parati 
et al. (2014) and O’Brien et al. (2013).

Questionnaires

Each participant was provided with a questionnaire to com-
plete during the 24-h monitoring period. Participant demo-
graphics along with information on health and lifestyle 
behaviour was gathered by adapted version of the American 
Thoracic Society standardised indoor air quality (IAQ) and 
health questionnaire (Ferris 1978). In the health question-
naire, participants self-reported general demographic data 

including age, sex, address, and other health-related infor-
mation including current and history of smoking (yes, no; 
never, or how long ago for quitting); alcohol intake (more 
or less than 2 alcoholic drinks per day); and current state of 
health, medical diagnoses, and medications.

Using the collected demographic information, socioeco-
nomic status (SES) was assigned using census-track data 
collected by the Australian Bureau of Statistics. Post codes 
were used to rank participant homes according to relative 
socio-economic advantage using the Australian Bureau of 
Statistic Socio-Economic Indexes for Areas (Australian 
Bureau of Statistics 2016).

Clinical assessment

All participants arrived at the clinical assessment facility 
having fasted for 12 h (other than water and regular medica-
tions). Participants were asked about demographic informa-
tion, their current state of health, and recent illnesses prior 
to commencing the clinical assessment. Baseline measure-
ments were then conducted following the same format for 
each individual. Participants’ standing height and weight 
were measured in bare feet and wearing light clothing. 
Weight was measured by mechanical scale (SECA 762, 
SECA, Germany) and height using a stadiometre (S + M. 
Surgical and Medical Products, Australia). Waist and hip cir-
cumferences were measured using a non-stretch, retractable 
tape. Waist circumference was measured midway between 
the lowest rib and the iliac crest at the end of the partici-
pant’s normal expiration. Body mass index (BMI) was cal-
culated as kg/m2 (Corlin et al. 2018).

While in a supine position, participants were instructed to 
rest for 10 minutes to equilibrate the examination environ-
ment. The brachial artery blood pressure was measured and 
entered into the SphygmoCor system (EM3XCEL, AtCor 
Medical Pty, West Ryde, Australia). Central arterial pres-
sures were derived from arterial pulse waveforms obtained 
from the right femoral artery and concurrent direct appla-
nation tonometry of the right common carotid artery. The 
device’s proprietary software analysed pressure waveforms 
from the brachial artery and corresponding central aortic 
pressure was calculated using a generalised transfer func-
tion (McEniery et al. 2014). Transit distances were assessed 
by body surface measurements from the suprasternal notch 
to each pulse recording site (common carotid and femoral) 
(Mitchell et al. 2010). Carotid-femoral pulse wave veloc-
ity (PWV) was determined by measuring the time delay 
between the feet of the two waveforms arriving from the 
common carotid and femoral artery. All data was collected 
directly onto a laptop computer and processed with approved 
waveform analysis using a previously validated method 
(Butlin and Qasem 2017). Of the several methods used to 
quantify arterial stiffness, PWV is considered the reference 
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standard by the American Heart Association scientific state-
ment (Townsend et al. 2015) and the European expert con-
sensus document (Laurent et al. 2006).

A finger stick blood sample was collected using aseptic 
technique. The sample was immediately analysed for lipids 
(total cholesterol [TC], high density lipoprotein [HDL], low 
density lipoprotein [LDL], triglycerides [TG], and the cho-
lesterol/HDL ratio) using appropriate reagent containing 
cassettes of the fully automated Alere biochemistry analysis 
system (Alere Afinion AS100, Waltham, MA, USA).

Statistical analysis

Means with standard deviations (SD) and counts with 
percentages were calculated for continuous and categori-
cal variables, respectively. Normality was assessed for the 
outcome variables (SBP, DBP, AIx, AP, PP, PWV) using 
both visual inspection and Shapiro–Wilk test. Associations 
between indoor PM2.5 and UFP and outcome variables were 
determined by Pearson correlation coefficients. Multiple 
regression analysis was performed to estimate the effects of 
PM2.5 and UFP exposure on BP and each component of BP 
indicating CV function, separately.

While SphygmoCor collected additional data on compo-
nent haemodynamic measures, 24-h ambulatory haemody-
namic measures were preferentially used in the analysis of 
the data to account for unusual variations in readings which 
are sometimes seen with clinic measurements (e.g., ‘white-
coat hypertension’). Furthermore, ambulatory monitoring 
has been reported to be a more sensitive predictor of CV 
outcomes than haemodynamic measures collected during a 
clinic visit (Williams et al. 2018).

A staged process was used to select covariates. In the first 
stage, variables from a preliminary set of potential covari-
ates identified by literature review (Baumgartner et al. 2018; 
Kephart et al. 2020) were included in the initial model if 
they were associated with the outcome (p ≤ 0.2) in bivariate 
analysis (Corlin et al. 2018; Kephart et al. 2020). We also 
assessed the effect of adding individual variables that were 
identified as potentially important based on the literature 
but had not met the initial inclusion criteria (of p ≤ 0.2). If 
these variables were not associated with the outcome and 
did not significantly change the effect estimates for UFP or 
PM2.5, they were excluded. Other established confounders 
known to be involved in the causal mechanisms of progres-
sive CVD such as smoking, hypertension, dyslipidaemia, 
antihypertensive or lipid modifying medications, historical 
CV events, CVD and/or a medically diagnosed pre-diabetic 
or diabetic profile were effectively eliminated by the study 
design. The final model was adjusted for age, sex, SES, BMI, 
ratio of total cholesterol/high-density lipoprotein (TC/HDL), 
24-h mean heart rate, 24-h average central MAP, 24-h mean 
indoor temperature, and relative humidity (RH). Further 

regression analysis was performed adjusting for age, SES, 
BMI, TC/HDL, 24-h mean heart rate, 24-h average central 
MAP, 24-h mean indoor temperature, and RH, with data 
stratified by sex to determine if effect estimates were altered.

To assist interpretability between UFP concentration and 
clinical outcome, UFP concentrations were scaled by 103 
using the decimal scaling normalisation method described 
in other published literature (Corlin et al. 2018; Kephart 
et al. 2020). All statistical analyses were performed using 
the scaled UFP mean.

The effects of PM2.5 and UFP exposure on the out-
come variables (SBP, DBP, AIx, AP, PP, and PWV) were 
expressed as the mean change with 95% confidence interval 
(95% CI) of an outcome per increase in a pollutant inter-
quartile range (IQR) concentration. A value of p ≤ 0.05 was 
considered statistically significant. Analyses were performed 
using SPSS software (version 26.0, IBM Corp., Armonk, 
NY, USA).

Results

Characteristics of the study population

General characteristics of the study population are presented 
in Table 1. The age of study participants ranged from 35 
to 69, and 23 (57.5%) were female. All participants were 
never smokers other than one 54-year-old male who had 
stopped smoking 19 years previously. The average age was 
52.6 ± 10.9 years. Most participants fell into the healthy or 
overweight BMI category (85%) as defined by the World 
Health Organisation (WHO) (World Health Organisation 
2019). Self-reported use of alcohol and medications along 
with the prevalence of comorbidities were low, and bivariate 
analyses demonstrated no meaningful associations between 
these covariates with PM2.5 or UFP. The majority of par-
ticipants (72.5%) lived in areas of higher socioeconomic 
advantage.

The mean ambulatory 24-h blood pressure read-
ings for both systolic (118.1 ± 11.2 mmHg) and diastolic 
(70.0 ± 7.9 mmHg) blood pressure were below the target 
guidelines of 130/80 mmHg set by Australian and interna-
tional committees (Chobanian et al. 2003; National Heart 
Foundation of Australia and the Cardiac Society of Australia 
and New Zealand 2012; Parati et al. 2014; Pickering et al. 
2005).

Exposure characteristics

Exposure distributions are presented in Table 1. In Aus-
tralia, guidelines have not been established for PM2.5 indoors; 
however, the 24-h mean concentration was below the ambi-
ent air quality guideline (25 µg/m3) and 12.5% of individual 
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Table 1   Characteristics of the study participants

† Differences between the number of measurements and the number of participants is due to individual study not meeting test validity as outlined 
in the “Indoor air quality measurements” section or due to instrument malfunction
SD, standard deviation; BMI, body mass index; SES, socioeconomic status; PWV, pulse wave velocity; HDL, high-density lipoprotein; LDL, 
low-density lipoprotein; Chol/HDL, cholesterol/HDL ratio; PM2.5, particles with an aerodynamic diameter of ≤ 2.5 µm; UFP, ultrafine particles, 
particles with an aerodynamic diameter of ≤ 0.1 µm

Percentiles

N† n (%) Mean (SD) Min–max 25 50 75

Demographics
Age [years] 40 52.6 (10.9) 35–69 42.2 54.0 64.0
Height [cm] 40 168.8 (9.3) 152.5–190.5 163.2 167.5 173.9
Weight [kg] 40 72.4 (14.0) 46–111 62.2 70.8 82.8
Female 23 (57.5)
BMI [kg/m2] 40 25.2 (3.4) 18.9–31.2 22.3 25.1 27.1
SES, decile 40

Low, 2–4 6 (15.0)
Medium, 5–7 5 (12.5)
High, 8–10 29 (72.5)

Do you suffer from any chronic conditions? n (%) 40
None 29 (72.5)
Asthma, thyroid 11 (27.5)

Medications 40
None 18 (45.0)
Vitamin supplements 12 (30.0)
Prescription medication 6 (15.0)
Combination vitamins and prescrip-

tion
4 (10.0)

Cardiovascular indicators
Blood pressure

Systolic [mmHg] 32 118.1 (11.2) 91–132 105 111 117
Diastolic [mmHg] 32 70.0 (7.9) 58–89 66 71 78

Haemodynamic indexes
Augmentation index [%] 38 39.3 (9.6) 17–59 32.7 38.5 46.2
Augmented pressure [mmHg] 38 15.6 (4.0) 6–24 13.0 15.0 18.0
Pulse pressure [mmHg] 38 38.5 (5.2) 30–54 35.0 38.0 41.2
Mean arterial pressure [mmHg] 38 87.4 (8.6) 73–106 80.8 86.5 94.0
Carotid-femoral PWV [m/s] 39 7.3 (1.3) 3.8–10.0 6.4 7.4 8.0
Heart rate [bpm] 32 68.3 (8.3) 51–88 63.5 68.0 74.0

Blood lipids
Cholesterol [mmol/L] 40 5.1 (1.2) 2.6–7.7 4.1 5.3 5.9
HDL [mmol/L] 40 1.5 (0.5) 0.7–2.6 1.2 1.4 2.0
LDL [mmol/L] 40 3.1 (0.8) 1.5–5.0 2.4 3.1 3.5
Triglycerides [mmol/L] 40 1.1 (0.7) 0.51–4.46 0.67 0.86 1.36
Chol/HDL 40 3.6 (1.1) 2.2–7.1 2.6 3.2 4.3

Air pollution and ancillary measure exposures
PM2.5 [µg/m3], mean (SD) 25 15.7 (10.2) 3.0–34.0 7.5 12.0 23.0
UFP [particles/cm3], mean (SD) 40 11,256 (8744) 975–35,941 3452 9218 16,208
Temperature [°C], mean (SD) 40 22.4 (2.8) 17.1–28.7 20.7 21.9 24.2
Relative humidity, [%], mean (SD) 40 51.4 (7.4) 26.6–63.7 47.3 52.0 56.5
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households were exposed to a 24-h mean PM2.5 concentration 
above this (National Environment Protection Council 2016). 
There are also no standards or guidelines for indoor concen-
trations of UFP; however, our recorded mean concentration is 
above the World Health Organisation 24-h recommended level 
with 47.5% individual homes breaching this guideline (World 
Health Organisation 2021). Forty homes were monitored for 
UFP concentrations; however, due to equipment malfunction, 
only 25 dwellings were monitored for PM2.5.

Regression analysis

After adjustment for age, sex, SES, BMI, heart rate, MAP, 
cholesterol/HDL ratio, and indoor temperature and relative 
humidity, several statistically significant associations were 
observed between PM2.5 and UFP with BP and BP compo-
nent measures.

An IQR increase in PM2.5 (15.5  µg/m3) was asso-
ciated with a 3.2  mmHg (95% CI: 0.99, 5.45) higher 
DBP, and lower AP (95%CI: − 3.63, − 0.01) and PWV 
(95%CI: − 0.80, − 0.08) of 1.8 mmHg and 0.4 m/s, respec-
tively. For the UFP fraction, an IQR increase was associated 
with a 5.2% higher AIx (95%CI: 0.51, 9.97) and a 0.6 m/s 
lower PWV (95%CI: − 1.00, − 0.11). An IQR increase in 
UFP was also marginally associated with a 1.4 mmHg (95% 
CI: − 0.25, 3.07) higher DBP. No relationship was observed 
between PM2.5 or UFP, and SBP or PP.

The estimated effects of PM2.5 and UFP on haemody-
namic parameters are shown in Table 2.

When stratified by sex, UFP concentration was associated 
with higher DBP (ß: 1.97 mmHg; 95% CI: 0.16, 3.79) among 
females, but not males (ß: 0.02 mmHg; 95% CI: − 9.10, 
9.14). Similarly, among females, an IQR increase in UFP 
concentration was associated with a 0.83 m/s lower PWV 
(ß: − 0.83 m/s; 95% CI: − 1.50, − 0.16), but not for males 
(ß: 0.45 m/s; 95% CI: − 1.36, − 1.36). There was a border-
line, apparently favourable effect on AIx (ß: − 7.69%; 95% 
CI: − 17.71, 2.32) and AP (ß: − 2.75 mmHg; 95% CI: − 5.70, 
0.20) among males, but not for females.

Although we observed higher SBP, we found no statisti-
cally significant associations with PM2.5 or UFP when strati-
fied by sex. Other than those already reported, we found no 
further consistent associations for men or women. Effect 
estimates and 95% confidence intervals for haemodynamic 
parameters after exposure to UFP stratified by sex are shown 
in Table 3.

Discussion

This study investigated the associations between indoor 
domestic exposure to PM2.5 and UFP, on BP and compo-
nents of BP which quantify CV function involved in the 

development and progression of CVD. In a cohort of mid-
dle-aged adults, without clinical CVD, we found that expo-
sure to indoor residential PM2.5 and UFP is associated with 

Table 2   Effect estimates (95% confidence interval) of PM2.5 and UFP 
on haemodynamic parameters

Model adjusted for age, sex, SES, BMI, heart rate, MAP, cholesterol/
HDL ratio, and indoor temperature and relative humidity
PM2.5, particulate matter with an aerodynamic diameter of ≤ 2.5 µm; 
µg/m3, micrograms per cubic meter; UFP, ultrafine particulate mat-
ter; ∆, concentrations scaled by 103; ß, effect estimate; CI, confidence 
interval; SBP, systolic blood pressure; DBP, diastolic blood pressure; 
AIx, augmentation index; AP, augmented pressure; PP, pulse pres-
sure; PWV, pulse wave velocity

PM2.5, µg/m3

(n = 25)
UFP, particles/cm3∆

(n = 40)

ß (95% CI) ß (95% CI)
SBP, mmHg  − 1.56 (− 7.33, 4,22)  − 2.83 (− 5.67, 0.02)
p-value 0.54 0.81
DBP, mmHg 3.22 (0.99, 5.45) 1.41 (− 0.25, 3.07)
p-value 0.01 0.09
AIx, %  − 0.39 (− 8.93, 8.16) 5.24 (0.51, 9.97)
p-value 0.92 0.03
AP, mmHg  − 1.82 (− 3.63, − 0.01) 1.26 (− 0.71, 3.23)
p-value 0.05 0.20
PP, mmHg  − 3.68 (− 8.74, 1.38)  − 2.38 (− 5.49, 0.74)
p-value 0.13 0.34
PWV, m/s  − 0.44 (− 0.80, − 0.08)  − 0.56 (− 1.00, − 0.11)
p-value 0.02 0.02

Table 3   Effect estimates (95% confidence interval) of UFP on 
haemodynamic parameters stratified by sex

n = 40
Model adjusted for age, SES, BMI, heart rate, MAP, cholesterol/HDL 
ratio, and indoor temperature and relative humidity
UFP, ultrafine particulate matter; ∆, concentrations scaled by 103; ß, 
effect estimate; CI, confidence interval; SBP, systolic blood pressure; 
DBP, diastolic blood pressure; AIx, augmentation index; AP, aug-
mented pressure; PP, pulse pressure; PWV, pulse wave velocity

UFP, particles/cm3∆

ß (95% CI) p-value

SBP, mmHg Male  − 0.85 (− 14.68, 12.97) 0.86
Female  − 1.44 (− 4.69, 1,81) 0.33

DBP, mmHg Male 0.02 (− 9.10, 9.14) 0.99
Female 1.97 (0.16, 3.79) 0.04

AIx, % Male  − 7.69 (− 17.71, 2.32) 0.09
Female 3.24 (− 2.13, 8.61) 0.20

AP, mmHg Male  − 2.75 (-5.70, 0.20) 0.06
Female 0.42 (− 2.42, 3.27) 0.74

PP, mmHg Male  − 1.65 (− 15.91, 12.61) 0.74
Female  − 2.12 (− 5.54, 1.29) 0.19

PWV, m/s Male 0.45 (− 1.36, − 1.36) 0.49
Female  − 0.83 (− 1.50, − 0.16) 0.02
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BP and some functional component measures of BP. Fur-
thermore, we observed that some of these estimated effects 
were modified by sex.

In this current study, an IQR increase in domestic indoor 
PM2.5 and UFP was associated with higher DBP; however, 
no effect was seen on SBP. Furthermore, increases in UFP 
exposure resulted in an estimated effect that was stronger 
and significant among women, but not for men. This find-
ing agrees with the results of other similar studies. Lin 
et al. reported on associations between increased UFP with 
higher SBP and DBP which were stronger in women than in 
men (Lin et al. 2021). Corlin et al. found no association in 
adjusted models per IQR increase in UFP with SBP or DBP; 
however, it was concluded there was generally stronger 
positive, adverse associations among women. Among men, 
these authors also reported inverse or apparently favourable 
associations between UFP concentrations with SBP and PP 
(Corlin et al. 2018).

Conceivable explanations of sex differences may origi-
nate from sex-linked biological factors such as lung volume 
resulting in differential deposition and reactivity, and the 
transport of chemical agents (dependent on the toxicologi-
cal profile of the PM) and systemic regulation influenced by 
hormones (Clougherty 2010; Lin et al. 2021).

Consistent with the current study, Brook and colleagues 
in a controlled human exposure study found no relation-
ship between indoor concentrations of PM2.5 with SBP and 
provided no explanation as to why these exposures elicited 
different and/or a greater effect on DBP compared to SBP. 
Brook et al. also demonstrated that PM2.5 was capable of 
transiently raising DBP, however, only during the period of 
actual inhalation and concluded that perhaps the underlying 
haemodynamic changes responsible for the changes reflected 
a predominant vasoconstriction without changes in cardiac 
output or arterial compliance (Brook et al. 2009). In another 
recent controlled exposure study and in contrast to the cur-
rent study, short-term exposure to PM2.5 from different types 
of cookstoves was also observed to provoke transient altera-
tions to SBP; however, no relationship was shown with DBP 
(Fedak et al. 2019; Walker et al. 2020). Choi and colleagues 
examined the hourly relationship between ambient PM2.5 
and BP and found no relationship between SBP and short-
term exposure to PM2.5 in 98,577 Korean adults (Choi et al. 
2019). However, in a more recent European study of 132 
healthy adults from Switzerland, the Netherlands, and Italy, 
24-h measured residential UFP exposure was not associated 
with BP; however, an IQR increase in PM2.5 was positively 
and unfavourably associated with a 1.4 mmHg rise in SBP 
(van Nunen et al. 2021). Similarly, in the longitudinal Bos-
ton Puerto Rican Health Study (USA), exposure to UFP was 
not associated with either SBP or DBP in 791 adults, while 
favourable associations were shown between SBP and PP 
with UFP among men (Corlin et al. 2018). Although the 

precise pathophysiologic mechanisms through which PM2.5 
and UFP exposure could result in biological changes that 
affect diastolic pressure more than systolic pressure remain 
speculative, some mechanisms are provided in the literature. 
For example, if exposure to air pollution causes increases 
in arterial stiffness as seen in Baumgartner and colleagues’ 
work (Baumgartner et al. 2018), changes are more likely 
to be seen in systolic pressure (Fedak et al. 2019). More 
research is required, however, to clarify these pathways.

In the current study, although a significant relationship 
was not established between either size fraction of PM 
with PP, we did observe lower PP in the overall population 
and the same as Corlin et al. (2018), among males. Similar 
results were also demonstrated in a Taiwanese study by Chen 
and colleagues (n = 9238 non-smoking adults) with these 
authors concluding that PM10 lowers PP (Chen et al. 2012).

We observed mixed results between both PM size frac-
tions with AIx and AP, although a consistent inversed and 
favourable association was shown with PWV. While these 
findings are in agreement with some other studies, the litera-
ture provides mixed results (Baumgartner et al. 2018; Brook 
and Rajagopalan 2009; Choi et al. 2019; Liang et al. 2014; 
van Nunen et al. 2021).

Baumgartner et al. (2018) found that increased PM2.5 
exposure was associated with no difference in PWV 
(− 0.1  m/s; 95% CI: − 0.4, 0.2) in 205 Chinese women 
(age range: 27–86  years), although consistent with the 
current study (PM2.5: − 0.44 m/s; 95% CI: − 0.80, − 0.08, 
UFP: − 0.56, 95% CI: − 1.00, − 0.11), a relationship show-
ing decreases in PWV was shown. In contrast, in our over-
all population, we observed a non-significant favourable 
relationship between PM2.5 and AIx compared to Baum-
gartner et al., who found a modestly higher AIx (1.1%; 95% 
CI: − 0.2%, 2.4%) among women, with increased concentra-
tions of PM2.5. When we stratified our analyses by sex, we 
also observed a moderately higher AIx in women, although 
the CI included zero (3.2%; 95% CI: − 2.13, 8.61). These 
differences in direction and estimated effects between the 
two studies may potentially be explained by the considerably 
higher PM2.5 concentrations (48-h averaging period; summer 
mean: 101.3 µg/m3; winter mean: 218.5 µg/m3) compared to 
the present study (24-h mean: 15.7 µg/m3) and/or differences 
in study methodologies.

Complex physiological responses are involved in altera-
tions to BP and component measures that are affected by 
vascular resistance and cardiac output (a product of stroke 
volume and heart rate). Evidence suggests PM may increase 
the resistance and decrease the compliance of vasculature 
via conceivable biological mechanisms involving endothe-
lial dysfunction and vasoconstriction (Brook et al. 2009). 
Systemic inflammatory responses and oxidative stress 
leading to autonomic dysfunction are also thought to play 
a major role in the impact of PM exposure on CV health  
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(Bae et  al. 2021; Bourdrel 2021; Kephart et  al. 2020). 
Human and animal models have provided mechanistic 
evidence, whereby possible pathways are shown by which 
acute and chronic exposures to PM might disrupt haemo-
dynamic balance favouring vasoconstriction, including 
autonomic imbalance and amplified release of various 
pro-oxidative, inflammatory, and/or haemodynamically 
functioning mediators (Bae et al. 2021; Brook et al. 2010; 
Giorgini et al. 2016). Additionally, it is thought some pro-
oxidative elements of inhaled particles (e.g., nanoparticles, 
metal, organic compounds) are capable of translocating 
directly into the systemic circulation to facilitate direct 
adverse actions including systemic inflammatory responses 
(Brook et al. 2009). Together, these responses likely elicit 
the changes to autonomic vascular tone including arterial 
vasoconstriction and endothelial dysfunction, which are 
ultimately responsible for the rapid alterations in BP (and its 
components) reported to occur after PM exposure (Al-Kindi 
et al. 2020; Brook et al. 2010). Although it was beyond the 
scope of this current study to time-resolve exposure with 
response, the greater evidence supports rapid effects of par-
ticulate pollutants including fine and UFP (Baumgartner 
et al. 2018; Brook et al. 2010, 2009; Münzel et al. 2018), 
suggesting that the effects observed in our study may be the 
result of short-term or recent exposure. Support for this is 
garnered from controlled human exposure studies. Soppa 
and colleagues, investigating the impact of fine and UFP 
exposures on haemodynamic parameters in healthy adults, 
found that exposure to PM resulted in immediate and mostly 
transient effects on some indices (AIx and AP but not PWV) 
(Soppa et al. 2019). Furthermore, Brook et al. demonstrated 
that endothelial function can remain compromised for 24 h 
after exposure to concentrated ambient PM (Brook et al. 
2009). In their review considering CV effects of particulate 
air pollution, Langrish et al. also linked short-term air pol-
lution to acute and rapid effects on the arterial system, BP, 
and other functional CV endpoints (Langrish et al. 2012).

Lastly, legislation relating to air quality in high-income 
countries is traditionally based upon ambient outdoor con-
centrations which potentially leads to insufficient protection 
for individuals who spend most of their time indoors where 
concentrations of PM can be much higher than outdoor lev-
els (Abdullahi et al. 2013).

Strengths and limitations

This study has several notable strengths above the contri-
bution it adds to the currently limited body of evidence 
related to the impact of residential air pollution exposure in 
high-income countries on functional intermediate measures 
of CV risk.

Firstly, and importantly, this study benefitted from a rela-
tively homogenous sample of apparently healthy, well-char-
acterised, middle-aged adults. Households were also located 
in a geographical area where outdoor air pollution (contrib-
uting to total exposure) concentrations are relatively consist-
ent and typically below accepted air quality standards.

Another strength of this study is that all clinical assess-
ment and indoor environmental data were directly meas-
ured at an individual level. We did not rely on self-report 
or concentration estimates derived from modelling ambient 
air pollution potentially reducing the opportunity for intro-
duced bias related to exposure and outcome misclassifica-
tion. Additionally, this study relied on central ambulatory BP 
measures. Emerging data supports the superiority of ambu-
latory monitoring in comparison with repeated or one-off 
clinic-based measurements (Wilkinson et al. 2014).

We also recognise that this study has several limitations. 
While the findings of this research provide plausible evi-
dence to support that exposure to present day, low-level con-
centrations of residential indoor PM2.5 and UFP such as that 
encountered during typical daily activity might be capable 
of provoking adverse pathophysiological reactions known 
to promote CV events, this has only been shown in a small 
sample of apparently healthy, non-smoking adults. Addition-
ally, the cross-sectional design restricts the establishment 
of a temporal relationship and provides no indication of the 
sequence of events. The observed impacts on outcomes at 
one point in time may have occurred before the onset of a 
pollution-mediated response. It is therefore not possible to 
evaluate the potential for causality in any of the reported 
associations. Moreover, our cross-sectional approach is sen-
sitive to confounding from individual factors, and residual 
confounding by other unmeasured factors, such as diet and 
exercise levels, may have occurred. While most important 
variables were included in adjusted models, unknown and 
residual confounding cannot be eliminated as explanation 
for the observed associations.

For studies of IAQ, home measurements are a common 
method for estimating exposure (Ferguson et al. 2020). 
Although there are known issues with monitoring devices 
in the home (incorrect set-up, tampering, altered participants 
behaviours, etc.), it is assumed that the extent of uncertainty 
in the method of IAQ assessment is confined to the reliabil-
ity of the measuring equipment. Direct measurements offer 
protection against issues associated with self-reported data; 
however, impacts on exposure and/or outcome data can also 
arise due to the way participants interact with monitoring 
equipment. For example, although smokers were excluded 
from this current study, in literature reporting on parental-
reported smoking prevalence in the home, due to the social 
stigma attached to in-home smoking, particularly where chil-
dren are present, parents may not be forthcoming in reveal-
ing their smoking habits. This effect was demonstrated in a 
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study by Jurado et al. (2004) who reported the presence of 
cotinine, the predominant nicotine metabolite, in the urine 
of 14% of children whose parents identified as a non-smoker. 
In the context of the current study, effect estimates may have 
been influenced by modified participant behaviours deriving 
from understood knowledge of indoor air pollutant sources 
and/or haemodynamic measures.

Similarly, in-home exposures were collected rather than 
personal exposures. While using residential pollutant con-
centrations to characterise an individual’s exposure has ben-
efits over ambient estimates, personal exposure assessments 
combined with time activity measures are the ideal method 
to accurately classify an individual’s true exposure. Future 
studies may benefit from comprehensive qualitative inputs 
comprehensively outlining participant behaviours over the 
monitoring period.

Finally, due to instrumental limitations, UFP concentra-
tions could only be measured over a 6-h period. The tim-
ing of the monitoring of UFP concentrations in this study 
coincided with the traditional evening cooking period and 
therefore likely included peak levels of UFP concentrations 
and therefore the highest exposure periods. Cooking is a 
well-established source of UFP (Gabdrashova et al. 2021; 
Wan et al. 2011) and the findings of this study could well be 
presenting the ‘worst case scenario’. Additionally, instru-
ment malfunction resulted in only 25 measurements being 
obtained for PM2.5, which might have influenced some of the 
outcomes observed in this study. To make meaningful state-
ments about indoor exposure across a population, consider-
able sample sizes are required to ensure the sample popula-
tion accurately reflects the population of interest (Ferguson 
et al. 2020). To reduce potential experimental bias effects of 
small sample sizes, larger studies are recommended. While 
monitoring studies such as the current study provide invalu-
able empirical evidence of exposure, they require significant 
resources, are time consuming, and can be cost prohibitive. 
Other study designs such as those using modelling strategies 
have the advantage of being able to examine larger num-
bers of different scenarios and isolate specific factors that 
contribute to exposure and subsequent outcomes. However, 
they also come with large modelling uncertainties. While the 
reported results are an important contribution to this under-
studied area of research, further studies are recommended 
to corroborate the findings of this current work, using study 
designs that capture measurements representative of actual 
exposure and with larger sample sizes.

Finally, it is generally considered that PM air pollution 
plays an important role in contributing to sub-optimal BP 
and component outcomes; the evidence available, however, 
is inconsistent. The specific reasons for these inconsist-
encies between studies of PM air pollution exposure and 
associated health outcomes is not clear; however, it might 

be partly explained by differences in study methodology 
including study design and sample size, regional charac-
teristics, population characteristics, averaging times for 
exposure, and the selection of monitoring instrumentation. 
Although infrequently acknowledged, these various dis-
parities and lack of standardisation in experimental condi-
tions are common limitations and hamper comparability of 
reported finding between studies.

Conclusion

In this study, we identified adverse associations between 
domestic exposures to indoor PM2.5 and UFP and some 
components of BP.

These findings are important and add to the evidence that 
exposures to domestic low-level concentrations encountered 
during routine daily exposure indoors may have a measur-
able impact on CV physiology and may be involved in the 
promotion and pathogenesis of CVD. Furthermore, these 
responses could also conceivably occur in an augmented 
manner where there are pre-existing CV risk factors or 
conditions (such as dyslipidaemia, diabetes) that adversely 
affect the ability to offset against established physiological 
dysfunction such as autonomic system imbalances, reduced 
arterial compliance, or alterations to vascular tone due to air 
pollution–mediated inflammation (Clark et al. 2019; Corlin 
et al. 2018; Huynh et al. 2020; Rajagopalan et al. 2018; van 
Nunen et al. 2021; Zanoli et al. 2017).

With such large periods of daily time known to be spent 
in indoor domestic environments, understanding this asso-
ciation will assist with informing policy considerations and 
mitigation efforts aimed at reducing domestic indoor air pol-
lution levels and the impact of exposure to these pollutants 
to CV health. Furthermore, it may also inform preventa-
tive recommendations as part of risk profiles for susceptible 
individuals.

Currently the body of evidence is insufficient and data 
supporting a progression of the markers studied with PM 
(and other pollutants) is limited. While the sample size of 
the study is relatively small, the findings are an important 
contribution to this expanding area of research on indoor air 
quality and its relationship with CV health. Further studies 
incorporating longitudinal designs and/or larger-scale con-
trolled clinical outcome trials are required to corroborate 
our findings and expand the current levels of understanding.

Acknowledgements  The authors would like to thank the individuals 
who were participants of this study. Suzanne E. Gilbey is the recipient 
of an Australian Government Research Training Program (RTP) schol-
arship and a NHMRC Centre of Research Excellence in Cardiovascular 
Outcomes Improvement (CRECOI) PhD scholarship.



	 Air Quality, Atmosphere & Health

1 3

Author contribution  SEG, CMR, YZ, MJS, RRH, and KBR con-
tributed to the study conception and design. Material production and 
data collection were performed by SEG. SEG and YZ did the statisti-
cal analysis. The first draft of the manuscript was written by SEG. 
SEG, CMR, YZ, MJS, RRH, and KBR read and approved the final 
manuscript.

Funding  Open Access funding enabled and organized by CAUL and 
its Member Institutions

Data availability  The datasets generated during and/or analysed dur-
ing the current study are available from the corresponding author on 
reasonable request.

Declarations 

Ethics approval  This study was performed in line with the principles 
of the Declaration of Helsinki. Approval was granted by the Human 
Research Ethics Committee of Curtin University (HRE2016-0308).

Consent to participate  All participants declared their written consent 
to participate in this study.

Conflict of interest  The authors declare no competing interests.

Open Access  This article is licensed under a Creative Commons Attri-
bution 4.0 International License, which permits use, sharing, adapta-
tion, distribution and reproduction in any medium or format, as long 
as you give appropriate credit to the original author(s) and the source, 
provide a link to the Creative Commons licence, and indicate if changes 
were made. The images or other third party material in this article are 
included in the article's Creative Commons licence, unless indicated 
otherwise in a credit line to the material. If material is not included in 
the article's Creative Commons licence and your intended use is not 
permitted by statutory regulation or exceeds the permitted use, you will 
need to obtain permission directly from the copyright holder. To view a 
copy of this licence, visit http://​creat​iveco​mmons.​org/​licen​ses/​by/4.​0/.

References

Abdullahi KL, Delgado-Saborit JM, Harrison RM (2013) Emissions 
and indoor concentrations of particulate matter and its specific 
chemical components from cooking: a review. Atmos Environ 
71:260–294. https://​doi.​org/​10.​1016/j.​atmos​env.​2013.​01.​061

Alexander D, Larson T, Bolton S, Vedal S (2015) Systolic blood pres-
sure changes in indigenous Bolivian women associated with an 
improved cookstove intervention. Air Qual Atmos Health 8(1):47–
53. https://​doi.​org/​10.​1007/​s11869-​014-​0267-6

Al-Kindi SG, Brook RD, Biswal S, Rajagopalan S (2020) Environmen-
tal determinants of cardiovascular disease: lessons learned from 
air pollution. Nat Rev Cardiol 17(10):656–672. https://​doi.​org/​10.​
1038/​s41569-​020-​0371-​2,10.​1038/​s41569-​020-​0371-2

Andreadis EA, Agaliotis G, Kollias A, Kolyvas G, Achimastos A, Ster-
giou GS (2016) Night-time home versus ambulatory blood pres-
sure in determining target organ damage. J Hypertens 34(3):438–
444. https://​doi.​org/​10.​1097/​hjh.​00000​00000​000815 (discussion 
444)

Australian Bureau of Statistics.(2016) 2033.0.55.001 - Census of Popu-
lation and Housing: Socio-Economic Indexes for Areas (SEIFA), 
Australia. Retrieved from (http://stat.data.abs.gov.au/Index.
aspx?DataSetCode=SEIFA_SSC;

Bae HR, Chandy M, Aguilera J, Smith EM, Nadeau KC, Wu JC, Paik 
DT (2021) Adverse effects of air pollution-derived fine particulate 
matter on cardiovascular homeostasis and disease. Trends Cardio-
vasc Med. https://​doi.​org/​10.​1016/j.​tcm.​2021.​09.​010

Baumgartner J, Clark ML (2016) Studies of household air pollution 
and subclinical indicators of cardiovascular disease fill important 
knowledge gaps. J Clin Hypertens (Greenwich) 18(5):481–481. 
https://​doi.​org/​10.​1111/​jch.​12720

Baumgartner J, Schauer JJ, Ezzati M, Lu L, Cheng C, Patz JA, Bautista 
LE (2011) Indoor air pollution and blood pressure in adult women 
living in rural China. Environ Health Perspect 119(10):1390–
1395. https://​doi.​org/​10.​1289/​ehp.​10033​71

Baumgartner J, Carter E, Schauer JJ, Ezzati M, Daskalopoulou SS, 
Valois MF, Shan M, Yang X (2018) Household air pollution and 
measures of blood pressure, arterial stiffness and central haemo-
dynamics. Heart 104(18):1515–1521. https://​doi.​org/​10.​1136/​
heart​jnl-​2017-​312595

Bhangar S, Mullen N, Hering S, Kreisberg N, Nazaroff W (2011) 
Ultrafine particle concentrations and exposures in seven resi-
dences in northern California. Indoor Air 21(2):132–144. https://​
doi.​org/​10.​1111/j.​1600-​0668.​2010.​00689.x

Bourdrel T (2021) Air pollution: The most important environmental 
threat to the cardiovascular system. Trends Cardiovasc Med. 
https://​doi.​org/​10.​1016/j.​tcm.​2021.​10.​005

Brasche S, Bischof W (2005) Daily time spent indoors in German 
homes–baseline data for the assessment of indoor exposure of 
German occupants. Int J Hyg Environ Health 208(4):247–253. 
https://​doi.​org/​10.​1016/j.​ijheh.​2005.​03.​003

Brook RD, Rajagopalan S (2009) Particulate matter, air pollution, and 
blood pressure. J Am Soc Hypertens 3(5):332–350. https://​doi.​
org/​10.​1016/j.​jash.​2009.​08.​005

Brook RD, Urch B, Dvonch JT, Bard RL, Speck M, Keeler G, Morish-
ita M, Marsik FJ, Kamal AS, Kaciroti N, Harkema J, Corey P, 
Silverman F, Gold DR, Wellenius G, Mittleman MA, Rajagopalan 
S, Brook JR (2009) Insights into the mechanisms and mediators of 
the effects of air pollution exposure on blood pressure and vascu-
lar function in healthy humans. Hypertension 54(3):659. https://​
doi.​org/​10.​1161/​HYPER​TENSI​ONAHA.​109.​130237

Brook RD, Rajagopalan S, Arden Pope C, Brook JR, Bhatnagar A, 
Diez-Roux AV, Holguin F, Hong Y, Luepker RV, Mittleman MA, 
Peters A, Siscovick D, Smith SC Jr, Whitsel L, Kaufman JD 
(2010) Particulate matter air pollution and cardiovascular disease: 
an update to the scientific statement from the American Heart 
Association.(AHA Scientific Statements)(Report). Circulation 
121(21):2331–2378

Buonanno G, Morawska L, Stabile L (2009) Particle emission fac-
tors during cooking activities. Atmos Environ 43(20):3235–3242. 
https://​doi.​org/​10.​1016/j.​atmos​env.​2009.​03.​044

Butlin M, Qasem A (2017) Large artery stiffness assessment using 
sphygmocor technology. Pulse (basel Switzerland) 4(4):180–192. 
https://​doi.​org/​10.​1159/​00045​2448

Chan S, Bergen S, Szpiro A, Deroo L, London S, Marshall J, Kaufman 
J, Sandler D (2015) Long-term air pollution exposure and blood 
pressure in the sister study. Environ Health Perspect (online) 
123(10):951–951. https://​doi.​org/​10.​1289/​ehp.​14081​25

Chen S-Y, Su T-C, Lin Y-L, Chan C-C (2012) Short-term effects of air 
pollution on pulse pressure among nonsmoking adults. Epidemiol-
ogy 23(2):341–348. http://​www.​jstor.​org/​stable/​23214​343

Chobanian VA, Bakris LG, Black RH, Cushman CW, Green AL, Izzo 
LJ, Jones WD, Materson JB, Oparil TS, Wright JJ, Roccella JE 
(2003) Seventh Report of the Joint National Committee on Pre-
vention, Detection, Evaluation, and Treatment of High Blood 
Pressure. Hypertens J Am Heart Assoc 42(6):1206–1252. https://​
doi.​org/​10.​1161/​01.​HYP.​00001​07251.​49515.​c2

Choi Y-J, Kim S-H, Kang S-H, Kim S-Y, Kim O-J, Yoon C-H, Lee H-Y, 
Youn T-J, Chae I-H, Kim C-H (2019) Short-term effects of air 

http://creativecommons.org/licenses/by/4.0/
https://doi.org/10.1016/j.atmosenv.2013.01.061
https://doi.org/10.1007/s11869-014-0267-6
https://doi.org/10.1038/s41569-020-0371-2,10.1038/s41569-020-0371-2
https://doi.org/10.1038/s41569-020-0371-2,10.1038/s41569-020-0371-2
https://doi.org/10.1097/hjh.0000000000000815
https://doi.org/10.1016/j.tcm.2021.09.010
https://doi.org/10.1111/jch.12720
https://doi.org/10.1289/ehp.1003371
https://doi.org/10.1136/heartjnl-2017-312595
https://doi.org/10.1136/heartjnl-2017-312595
https://doi.org/10.1111/j.1600-0668.2010.00689.x
https://doi.org/10.1111/j.1600-0668.2010.00689.x
https://doi.org/10.1016/j.tcm.2021.10.005
https://doi.org/10.1016/j.ijheh.2005.03.003
https://doi.org/10.1016/j.jash.2009.08.005
https://doi.org/10.1016/j.jash.2009.08.005
https://doi.org/10.1161/HYPERTENSIONAHA.109.130237
https://doi.org/10.1161/HYPERTENSIONAHA.109.130237
https://doi.org/10.1016/j.atmosenv.2009.03.044
https://doi.org/10.1159/000452448
https://doi.org/10.1289/ehp.1408125
http://www.jstor.org/stable/23214343
https://doi.org/10.1161/01.HYP.0000107251.49515.c2
https://doi.org/10.1161/01.HYP.0000107251.49515.c2


Air Quality, Atmosphere & Health	

1 3

pollution on blood pressure. Sci Rep 9(1):20298–20298. https://​
doi.​org/​10.​1038/​s41598-​019-​56413-y

Clark SN, Schmidt AM, Carter EM, Schauer JJ, Yang X, Ezzati M, 
Daskalopoulou SS, Baumgartner J (2019) Longitudinal evalua-
tion of a household energy package on blood pressure, central 
hemodynamics, and arterial stiffness in China. Environ Res 177. 
https://​doi.​org/​10.​1016/j.​envres.​2019.​108592

Clougherty JE (2010) A growing role for gender analysis in air pol-
lution epidemiology. Environ Health Perspect 118(2):167–176. 
https://​doi.​org/​10.​1289/​ehp.​09009​94

Corlin L, Woodin M, Hart JE, Simon MC, Gute DM, Stowell J, Tucker 
KL, Durant JL, Brugge D (2018) Longitudinal associations of 
long-term exposure to ultrafine particles with blood pressure and 
systemic inflammation in Puerto Rican adults. Environ Health 
17(1):33. https://​doi.​org/​10.​1186/​s12940-​018-​0379-9

Downward GS, van Nunen EJHM, Kerckhoffs J, Vineis P, Brunekreef 
B, Boer JMA, Messier KP, Roy A, Verschuren WMM, van der 
Schouw YT, Sluijs I, Gulliver J, Hoek G, Vermeulen R (2018) 
Long-term exposure to ultrafine particles and incidence of cardio-
vascular and cerebrovascular disease in a prospective study of a 
Dutch cohort. Environ Health Perspect 126(12):127007–127007. 
https://​doi.​org/​10.​1289/​EHP30​47

Fedak KM, Good N, Walker ES, Balmes J, Brook RD, Clark ML, 
Cole-Hunter T, Devlin R, L’Orange C, Luckasen G, Mehaffy J, 
Shelton R, Wilson A, Volckens J, Peel JL (2019) Acute effects on 
blood pressure following controlled exposure to cookstove air pol-
lution in the STOVES Study. J Am Heart Assoc 8(14):e012246–
e012246. https://​doi.​org/​10.​1161/​JAHA.​119.​012246

Ferguson L, Taylor J, Davies M, Shrubsole C, Symonds P, Dimitrou-
lopoulou S (2020) Exposure to indoor air pollution across socio-
economic groups in high-income countries: a scoping review 
of the literature and a modelling methodology. Environ Int 
143:105748. https://​doi.​org/​10.​1016/j.​envint.​2020.​105748

Ferris BG (1978) Epidemiology Standardization Project (American 
Thoracic Society). Am Rev Respir Dis 118(6):1–120

Gabdrashova R, Nurzhan S, Naseri M, Bekezhankyzy Z, Gimnkhan A, 
Malekipirbazari M, Tabesh M, Khanbabaie R, Crape B, Buonanno 
G, Hopke PK, Amouei Torkmahalleh A, Amouei Torkmahalleh 
M (2021) The impact on heart rate and blood pressure follow-
ing exposure to ultrafine particles from cooking using an electric 
stove. Sci Total Environ 750:141334. https://​doi.​org/​10.​1016/j.​
scito​tenv.​2020.​141334

Gilbey SE, Reid CM, Huxley RR, Soares MJ, Zhao Y, Rumchev K 
(2019) Associations between sub-clinical markers of cardiomet-
abolic risk and exposure to residential indoor air pollutants in 
healthy adults in Perth, Western Australia: a study protocol. Int 
J Environ Res Public Health 16(19):3548–3562. https://​doi.​org/​
10.​3390/​ijerp​h1619​3548

Giorgini P, Di Giosia P, Grassi D, Rubenfire M, Brook RD, Ferri C 
(2016) Air pollution exposure and blood pressure: an updated 
review of the literature. Curr Pharm Des 22(1):28–51

HEI Review Panel on Ultrafine Particles. (2013)  Understanding 
the health effects of ambient ultrafine particles. Boston, MA. 
Retrieved from https://​www.​healt​heffe​cts.​org/​system/​files/​Persp​
ectiv​es3.​pdf

Honda T, Pun VC, Manjourides J, Suh H (2018) Associations of long-
term fine particulate matter exposure with prevalent hypertension 
and increased blood pressure in older Americans. Environ Res 
164:1–8. https://​doi.​org/​10.​1016/j.​envres.​2018.​02.​008

Huynh Q, Marwick TH, Venkataraman P, Knibbs LD, Johnston FH, 
Negishi K (2020) Long-term exposure to ambient air pollution is 
associated with coronary artery calcification among asymptomatic 
adults. Eur Heart J Cardiovasc Imaging. https://​doi.​org/​10.​1093/​
ehjci/​jeaa0​73

Jurado D, Muñoz C, Luna JDD, Fernández-Crehuet M (2004) Environ-
mental tobacco smoke exposure in children: parental perception 

of smokiness at home and other factors associated with urinary 
cotinine in preschool children. J Expo Sci Environ Epidemiol 
14(4):330–336. https://​doi.​org/​10.​1038/​sj.​jea.​75003​29

Kelly FJ, Fussell JC (2019) Improving indoor air quality, health and 
performance within environments where people live, travel, learn 
and work. Atmos Environ 200:90–109. https://​doi.​org/​10.​1016/j.​
atmos​env.​2018.​11.​058

Kephart JL, Fandiño-Del-Rio M, Koehler K, Bernabe-Ortiz A, Miranda 
JJ, Gilman RH, Checkley W (2020) Indoor air pollution concen-
trations and cardiometabolic health across four diverse settings in 
Peru: a cross-sectional study. Environ Health 19(1):59–59. https://​
doi.​org/​10.​1186/​s12940-​020-​00612-y

Klepeis NE, Nelson WC, Ott WR, Robinson JP, Tsang AM, Switzer P, 
Behar JV, Hern SC, Engelmann WH (2001) The National Human 
Activity Pattern Survey (NHAPS): a resource for assessing expo-
sure to environmental pollutants. J Expo Sci Environ Epidemiol 
11(3):231–252. https://​doi.​org/​10.​1038/​sj.​jea.​75001​65

Landrigan PJ, Fuller R, Acosta NJR, Adeyi O, Arnold R, Basu N, 
Baldé AB, Bertollini R, Bose-O’Reilly S, Boufford JI, Breysse 
PN, Chiles T, Mahidol C, Coll-Seck AM, Cropper ML, Fobil J, 
Fuster V, Greenstone M, Haines A, Hanrahan D, Hunter D, Khare 
M, Krupnick A, Lanphear B, Lohani B, Martin K, Mathiasen 
KV, McTeer MA, Murray CJL, Ndahimananjara JD, Perera F, 
Potočnik J, Preker AS, Ramesh J, Rockström J, Salinas C, Sam-
son LD, Sandilya K, Sly PD, Smith KR, Steiner A, Stewart RB, 
Suk WA, van Schayck OCP, Yadama GN, Yumkella K, Zhong M 
(2018) The Lancet Commission on pollution and health. Lancet 
391(10119):462–512. https://​doi.​org/​10.​1016/​s0140-​6736(17)​
32345-0

Langrish JP, Bosson J, Unosson J, Muala A, Newby DE, Mills NL, 
Blomberg A, Sandström T (2012) Cardiovascular effects of par-
ticulate air pollution exposure: time course and underlying mecha-
nisms. In (Vol. 272, pp. 224–239)

Laurent S, Cockcroft J, Van Bortel L, Boutouyrie P, Giannattasio C, 
Hayoz D, Pannier B, Vlachopoulos C, Wilkinson I, Struijker-
Boudier H (2006) Expert consensus document on arterial stiff-
ness: methodological issues and clinical applications. Eur Heart J 
27(21):2588–2605. https://​doi.​org/​10.​1093/​eurhe​artj/​ehl254

Leech JA, Nelson WC, Burnett RT, Aaron S, Raizenne ME (2002) It’s 
about time: a comparison of Canadian and American time-activity 
patterns. J Expo Anal Environ Epidemiol 12(6):427–432. https://​
doi.​org/​10.​1038/​sj.​jea.​75002​44

Liang R, Zhang B, Zhao X, Ruan Y, Lian H, Fan Z (2014) Effect of 
exposure to PM2.5 on blood pressure: a systematic review and 
meta-analysis. J Hypertens 32(11):2130–2140. https://​doi.​org/​10.​
1097/​hjh.​00000​00000​000342 (discussion 2141)

Liao J, Farmer J (2014) Arterial stiffness as a risk factor for coronary 
artery disease. Curr Atheroscler Rep 16(2):387. https://​doi.​org/​
10.​1007/​s11883-​013-​0387-8

Lin L-Z, Gao M, Xiao X, Knibbs LD, Morawska L, Dharmage SC, 
Heinrich J, Jalaludin B, Lin S, Guo Y, Xu S-L, Wu Q-Z, Chen G, 
Yang B-Y, Zeng X-W, Yu Y, Hu L-W, Dong G-H (2021) Ultrafine 
particles, blood pressure and adult hypertension: a population-
based survey in Northeast China. Environ Res Lett 16(9). https://​
doi.​org/​10.​1088/​1748-​9326/​ac1c28

McEniery CM, Cockcroft JR, Roman MJ, Franklin SS, Wilkinson 
IB (2014) Central blood pressure: current evidence and clinical 
importance. Eur Heart J 35(26):1719–1725. https://​doi.​org/​10.​
1093/​eurhe​artj/​eht565

Mitchell GF, Hwang S-J, Vasan RS, Larson MG, Pencina MJ, Hamburg 
NM, Vita JA, Levy D, Benjamin EJ (2010) Arterial stiffness and 
cardiovascular events: the Framingham Heart Study. Circulation 
121(4):505–511. https://​doi.​org/​10.​1161/​CIRCU​LATIO​NAHA.​
109.​886655

Münzel T, Gori T, Al-Kindi S, Deanfield J, Lelieveld J, Daiber A, Raja-
gopalan S (2018) Effects of gaseous and solid constituents of air 

https://doi.org/10.1038/s41598-019-56413-y
https://doi.org/10.1038/s41598-019-56413-y
https://doi.org/10.1016/j.envres.2019.108592
https://doi.org/10.1289/ehp.0900994
https://doi.org/10.1186/s12940-018-0379-9
https://doi.org/10.1289/EHP3047
https://doi.org/10.1161/JAHA.119.012246
https://doi.org/10.1016/j.envint.2020.105748
https://doi.org/10.1016/j.scitotenv.2020.141334
https://doi.org/10.1016/j.scitotenv.2020.141334
https://doi.org/10.3390/ijerph16193548
https://doi.org/10.3390/ijerph16193548
https://www.healtheffects.org/system/files/Perspectives3.pdf
https://www.healtheffects.org/system/files/Perspectives3.pdf
https://doi.org/10.1016/j.envres.2018.02.008
https://doi.org/10.1093/ehjci/jeaa073
https://doi.org/10.1093/ehjci/jeaa073
https://doi.org/10.1038/sj.jea.7500329
https://doi.org/10.1016/j.atmosenv.2018.11.058
https://doi.org/10.1016/j.atmosenv.2018.11.058
https://doi.org/10.1186/s12940-020-00612-y
https://doi.org/10.1186/s12940-020-00612-y
https://doi.org/10.1038/sj.jea.7500165
https://doi.org/10.1016/s0140-6736(17)32345-0
https://doi.org/10.1016/s0140-6736(17)32345-0
https://doi.org/10.1093/eurheartj/ehl254
https://doi.org/10.1038/sj.jea.7500244
https://doi.org/10.1038/sj.jea.7500244
https://doi.org/10.1097/hjh.0000000000000342
https://doi.org/10.1097/hjh.0000000000000342
https://doi.org/10.1007/s11883-013-0387-8
https://doi.org/10.1007/s11883-013-0387-8
https://doi.org/10.1088/1748-9326/ac1c28
https://doi.org/10.1088/1748-9326/ac1c28
https://doi.org/10.1093/eurheartj/eht565
https://doi.org/10.1093/eurheartj/eht565
https://doi.org/10.1161/CIRCULATIONAHA.109.886655
https://doi.org/10.1161/CIRCULATIONAHA.109.886655


	 Air Quality, Atmosphere & Health

1 3

pollution on endothelial function. Eur Heart J 39(38):3543–3550. 
https://​doi.​org/​10.​1093/​eurhe​artj/​ehy481

National Environment Protection Council. (2016) National Environ-
ment Protection (Ambient Air Quality) Measure. Retrieved from 
https://​www.​legis​lation.​gov.​au/​Series/​F2007​B01142

National Heart Foundation of Australia and the Cardiac Society of Aus-
tralia and New Zealand (2012) Reducing risk in heart disease: an 
expert guide to clinical practice for secondary prevention of coro-
nary heart disease. https://​www.​heart​found​ation.​org.​au/​images/​
uploa​ds/​publi​catio​ns/​Reduc​ing-​risk-​in-​heart-​disea​se.​pdf

O’Brien E, Parati G, Stergiou G, Asmar R, Beilin L, Bilo G, Clement 
D, de la Sierra A, de Leeuw P, Dolan E, Fagard R, Graves J, Head 
GA, Imai Y, Kario K, Lurbe E, Mallion JM, Mancia G, Mengden 
T, Myers M, Ogedegbe G, Ohkubo T, Omboni S, Palatini P, 
Redon J, Ruilope LM, Shennan A, Staessen JA, vanMontfrans G, 
Verdecchia P, Waeber B, Wang J, Zanchetti A, Zhang Y, Euro-
pean Society of Hypertension Working Group on Blood Pressure 
M (2013) European Society of Hypertension position paper on 
ambulatory blood pressure monitoring. J Hypertens 31(9):1731–
1768. https://​doi.​org/​10.​1097/​HJH.​0b013​e3283​63e964

O’Flynn A, Dolan E, Curtin R, O’Brien E, Perry I, Kearney P (2015) 
Night-time blood pressure and target organ damage: a comparative 
analysis of absolute blood pressure and dipping status. J Hypertens 
33(11):2257–2264. https://​doi.​org/​10.​1097/​HJH.​00000​00000​000690

Parati G, Stergiou G, O’Brien E, Asmar R, Beilin L, Bilo G, Clement 
D, de la Sierra A, de Leeuw P, Dolan E, Fagard R, Graves J, Head 
GA, Imai Y, Kario K, Lurbe E, Mallion J-M, Mancia G, Mengden 
T, Myers M, Ogedegbe G, Ohkubo T, Omboni S, Palatini P, 
Redon J, Ruilope LM, Shennan A, Staessen JA, vanMontfrans G, 
Verdecchia P, Waeber B, Wang J, Zanchetti A, Zhang Y (2014) 
European Society of Hypertension practice guidelines for ambu-
latory blood pressure monitoring. J Hypertens 32(7):1359–1366. 
https://​doi.​org/​10.​1097/​hjh.​00000​00000​000221

Pickering GT, Hall EJ, Appel JL, Falkner EB, Graves NJ, Hill WM, 
Jones GD, Kurtz JT, Sheps JS, Roccella JE (2005) Recommenda-
tions for blood pressure measurement in humans and experimental 
animals: part 1: blood pressure measurement in humans: a state-
ment for professionals from the Subcommittee of Professional 
and Public Education of the American Heart Association Council 
on High Blood Pressure Research. Circulation 111(5):697–716. 
https://​doi.​org/​10.​1161/​01.​CIR.​00001​54900.​76284.​F6

Rajagopalan S, Al-Kindi SG, Brook RD (2018) Air Pollution and car-
diovascular disease. J Am Coll Cardiol 72(17):2054. https://​doi.​
org/​10.​1016/j.​jacc.​2018.​07.​099

Soppa VJ, Shinnawi S, Hennig F, Sasse B, Hellack B, Kaminski H, 
Quass U, Schins RPF, Kuhlbusch TAJ, Hoffmann B (2019) Effects 
of short-term exposure to fine and ultrafine particles from indoor 
sources on arterial stiffness – a randomized sham-controlled expo-
sure study. Int J Hyg Environ Health 222(8):1115–1132. https://​
doi.​org/​10.​1016/j.​ijheh.​2019.​08.​002

Torkmahalleh MA, Gorjinezhad S, Keles M, Unluevcek HS, Azgin C, 
Cihan E, Tanis B, Soy N, Ozaslan N, Ozturk F, Hopke PK (2017) 
A controlled study for the characterization of PM2.5 emitted dur-
ing grilling ground beef meat. J Aerosol Sci 103:132–140. https://​
doi.​org/​10.​1016/j.​jaero​sci.​2016.​10.​011

Townsend RR, Wilkinson BI, Schiffrin LE, Avolio PA, Chirinos AJ, 
Cockcroft RJ, Heffernan SK, Lakatta GE, McEniery MC, Mitchell 
FG, Najjar SS, Nichols WW, Urbina ME, Weber MT (2015) Rec-
ommendations for improving and standardizing vascular research 
on arterial stiffness: a scientific statement from the American 
Heart Association. Hypertension 66(3):698–722. https://​doi.​org/​
10.​1161/​HYP.​00000​00000​000033

van Nunen E, Hoek G, Tsai MY, Probst-Hensch N, Imboden M, 
Jeong A, Naccarati A, Tarallo S, Raffaele D, Nieuwenhuijsen M, 

Vlaanderen J, Gulliver J, Amaral AFS, Vineis P, Vermeulen R 
(2021) Short-term personal and outdoor exposure to ultrafine and 
fine particulate air pollution in association with blood pressure 
and lung function in healthy adults. Environ Res 194:110579. 
https://​doi.​org/​10.​1016/j.​envres.​2020.​110579

Vardoulakis S, Giagloglou E, Steinle S, Davis A, Sleeuwenhoek A, 
Galea KS, Dixon K, Crawford JO (2020) Indoor exposure to 
selected air pollutants in the home environment: a systematic 
review. Int J Environ Res Public Health 17(23). https://​doi.​org/​
10.​3390/​ijerp​h1723​8972

Vlachopoulos C, Aznaouridis K, O’Rourke MF, Safar ME, Baou K, 
Stefanadis C (2010) Prediction of cardiovascular events and all-
cause mortality with central haemodynamics: a systematic review 
and meta-analysis. Eur Heart J 31(15):1865–1871. https://​doi.​org/​
10.​1093/​eurhe​artj/​ehq024

Walker ES, Fedak KM, Good N, Balmes J, Brook RD, Clark ML, 
Cole-Hunter T, Dinenno F, Devlin RB, L'Orange C, Luckasen 
G, Mehaffy J, Shelton R, Wilson A, Volckens J, Peel JL (2020) 
Acute differences in pulse wave velocity, augmentation index, and 
central pulse pressure following controlled exposures to cook-
stove air pollution in the Subclinical Tests of Volunteers Exposed 
to Smoke (SToVES) study. Environ Res 180. https://​doi.​org/​10.​
1016/j.​envres.​2019.​108831

Wan M-P, Wu C-L, Sze To G-N, Chan T-C, Chao CYH (2011) 
Ultrafine particles, and PM2.5 generated from cooking in homes. 
Atmos Environ 45(34):6141–6148. https://​doi.​org/​10.​1016/j.​
atmos​env.​2011.​08.​036

Wilkinson IB, McEniery CM, Cockcroft JR, Roman MJ, Franklin 
SS (2014) Central blood pressure: current evidence and clinical 
importance. Eur Heart J 35(26):1719–1725. https://​doi.​org/​10.​
1093/​eurhe​artj/​eht565

Williams B, Mancia G, Spiering W, Agabiti Rosei E, Azizi M, Burnier 
M, Clement DL, Coca A, de Simone G, Dominiczak A, Kahan T, 
Mahfoud F, Redon J, Ruilope L, Zanchetti A, Kerins M, Kjeldsen 
SE, Kreutz R, Laurent S, Lip GYH, McManus R, Narkiewicz K, 
Ruschitzka F, Schmieder RE, Shlyakhto E, Tsioufis C, Aboyans 
V, Desormais I (2018) 2018 ESC/ESH Guidelines for the man-
agement of arterial hypertension. Eur Heart J 39(33):3021–3104. 
https://​doi.​org/​10.​1093/​eurhe​artj/​ehy339

World Health Organisation (2019) Mean body mass index (BMI). 
Retrieved 13 October 2019 from https://​www.​who.​int/​gho/​ncd/​
risk_​facto​rs/​bmi_​text/​en/

World Health Organisation (2021) WHO global air quality guidelines: 
particulate matter (PM2.5 and PM10), ozone, nitrogen dioxide, 
sulfur dioxide and carbon monoxide. https://​apps.​who.​int/​iris/​bitst​
ream/​handle/​10665/​345329/​97892​40034​228-​eng.​pdf?​seque​nce=​
1&​isAll​owed=y

Young BN, Clark ML, Rajkumar S, Benka-Coker ML, Bachand A, 
Brook RD, Nelson TL, Volckens J, Reynolds SJ, L’Orange C, 
Good N, Koehler K, Africano S, OsortoPinel AB, Peel JL (2019) 
Exposure to household air pollution from biomass cookstoves and 
blood pressure among women in rural Honduras: a cross-sectional 
study. Indoor Air 29(1):130–142. https://​doi.​org/​10.​1111/​ina.​12507

Zanoli L, Lentini P, Granata A, Gaudio A, Fatuzzo P, Serafino L, Ras-
telli S, Fiore V, D’Anca A, Signorelli SS, Castellino P (2017) A 
systematic review of arterial stiffness, wave reflection and air pol-
lution. Mol Med Rep 15(5):3425–3429. https://​doi.​org/​10.​3892/​
mmr.​2017.​6392

Publisher's note  Springer Nature remains neutral with regard to 
jurisdictional claims in published maps and institutional affiliations.

https://doi.org/10.1093/eurheartj/ehy481
https://www.legislation.gov.au/Series/F2007B01142
https://www.heartfoundation.org.au/images/uploads/publications/Reducing-risk-in-heart-disease.pdf
https://www.heartfoundation.org.au/images/uploads/publications/Reducing-risk-in-heart-disease.pdf
https://doi.org/10.1097/HJH.0b013e328363e964
https://doi.org/10.1097/HJH.0000000000000690
https://doi.org/10.1097/hjh.0000000000000221
https://doi.org/10.1161/01.CIR.0000154900.76284.F6
https://doi.org/10.1016/j.jacc.2018.07.099
https://doi.org/10.1016/j.jacc.2018.07.099
https://doi.org/10.1016/j.ijheh.2019.08.002
https://doi.org/10.1016/j.ijheh.2019.08.002
https://doi.org/10.1016/j.jaerosci.2016.10.011
https://doi.org/10.1016/j.jaerosci.2016.10.011
https://doi.org/10.1161/HYP.0000000000000033
https://doi.org/10.1161/HYP.0000000000000033
https://doi.org/10.1016/j.envres.2020.110579
https://doi.org/10.3390/ijerph17238972
https://doi.org/10.3390/ijerph17238972
https://doi.org/10.1093/eurheartj/ehq024
https://doi.org/10.1093/eurheartj/ehq024
https://doi.org/10.1016/j.envres.2019.108831
https://doi.org/10.1016/j.envres.2019.108831
https://doi.org/10.1016/j.atmosenv.2011.08.036
https://doi.org/10.1016/j.atmosenv.2011.08.036
https://doi.org/10.1093/eurheartj/eht565
https://doi.org/10.1093/eurheartj/eht565
https://doi.org/10.1093/eurheartj/ehy339
https://www.who.int/gho/ncd/risk_factors/bmi_text/en/
https://www.who.int/gho/ncd/risk_factors/bmi_text/en/
https://apps.who.int/iris/bitstream/handle/10665/345329/9789240034228-eng.pdf?sequence=1&isAllowed=y
https://apps.who.int/iris/bitstream/handle/10665/345329/9789240034228-eng.pdf?sequence=1&isAllowed=y
https://apps.who.int/iris/bitstream/handle/10665/345329/9789240034228-eng.pdf?sequence=1&isAllowed=y
https://doi.org/10.1111/ina.12507
https://doi.org/10.3892/mmr.2017.6392
https://doi.org/10.3892/mmr.2017.6392

	Residential indoor exposure to fine and ultrafine particulate air pollution in association with blood pressure and subclinical central haemodynamic markers of cardiovascular risk among healthy adults living in Perth, Western Australia
	Abstract
	Introduction
	Methods
	Study population and study session protocol
	Indoor air quality measurements
	Central haemodynamic measurements
	Questionnaires
	Clinical assessment
	Statistical analysis

	Results
	Characteristics of the study population
	Exposure characteristics
	Regression analysis

	Discussion
	Strengths and limitations

	Conclusion
	Acknowledgements 
	References


