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“One must be a sea, to receive a polluted 
stream without becoming impure.”
  Friedrich Nietzsche, Thus Spoke 
Zarathustra

Environmental pollution is a great challenge of 
our times that has been neglected for too long, 
despite its ongoing worsening and established 
adverse impact on health. The Global Burden 
Disease (GBD) study estimated that 9 million 
people died worldwide due to pollution in 
2019, in most cases because of cardiovascular 
disease.1 Realistically, health implications of the 
totality of all forms of pollution—the so-called 
pollutome—are even more remarkable.2

Among heterogeneous air pollutants, partic-
ulate matter (PM) plays a major and well-
established detrimental role in human health 
and disease, in general, especially cardiovas-
cular disease, mainly when its diameter is equal 
or less than 2.5 µm (PM2.5).3 4 Particles of this 
size may reach the alveolocapillary barrier, 
enter the systemic circulation and activate 
pathogenetic patterns such as inflammation, 
oxidative stress and dysregulation of the auto-
nomic nervous system.5 All of these effects can, 
for instance, increase plaque progression and 
favour its rupture and coronary instability.6 
Even short-term changes in levels of PM2.5 can 
impact on cardiovascular events, as poignantly 
epitomised by recent studies performed in the 
COVID-19 pandemic: during the lockdown, 
critical cardiovascular events decreased, in line 
with the reduction of polluting emissions.7–9

The endless war against individual cardio-
vascular risk factors significantly reduced the 
burden of cardiovascular diseases, thanks to 
the identification of patient-level risk factors 
such as hypercholesterolaemia, diabetes, 
hypertension, smoking and obesity. However, 
cardiovascular risk factors can also be collec-
tive, involving large groups of individuals or 
even entire populations living in a city, region 
or nation, such as environmental pollution 
and weather. Thus, solely by extending preven-
tion plans against collective risk factors, it will 
be possible to save other lives. Expanding the 

evidence base on the mechanistic link between 
is crucial to reinforce the need to act proactively 
against the detrimental effect of pollution. 
Indeed, it is established that PM2.5 exposure 
may trigger acute cardiovascular events such as 
ST-elevation myocardial infarction and stroke.9 
Still, there is no clear evidence regarding the 
association between less dramatic changes in 
daily PM2.5 concentrations and subclinical non-
acute cardiomyocytes damage outside of the 
realm of acute cardiovascular events qualifying 
as a clinical myocardial infarction (MI).

In this issue of the journal, Wyatt et al origi-
nally report a wide retrospective cohort study 
of 4226 MI survivors in North Carolina, USA, 
evaluating the cardiac impact of short-term 
exposure to increased levelsPM2.5, and focusing 
on serum levels of cardiac troponin I (cTnI), 
a specific myocardial damage biomarker, 
capable of detecting even subclinical myocar-
dial injury.10 Strengths of this work include the 
assessment of daily PM2.5 exposure based on 
merging data from satellite and land measure-
ments, the linking of patient data with envi-
ronmental data based on residential address 
at the time of the troponin assay and the use 
of sophisticated modelling technique speci-
fying different timeframes (immediate, lag 0, 
as well as delayed lags, lag 1–4). They intrigu-
ingly found that even a tiny 10 μg/m3 elevation 
in PM2.5 3 days before was associated with an 
average increase of 0.06 ng/mL higher in cTnI 
levels, demonstrating consistent cardiotoxic 
effects of this pollutant (figure 1).

Indeed, inadequate air quality may cause 
continual injury to the cardiac tissue and thus 
increase the risk of cardiovascular disease and 
accelerated cardiovascular disease in appar-
ently healthy individuals as well as those with 
prior MI. Notably, this association was stronger 
in white males, with age at first MI≥65 years, 
and, paradoxically, those living in rural areas. 
Evidently, this study is currently the most 
substantial proof of the association between 
poor air quality and troponin rise out of 
the contest of MI, underlying a potential 
continuum of cardiac tissue damage. Until 
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now, only smaller studies and preclinical experimentations 
had shown a similar correlation.11

Perhaps the subpopulation with the highest troponin 
increase should have been further investigated, because 
it is known that advanced age (inflammaging), coexisting 
diseases, other individual cardiovascular risk factors and 
immunosuppression may increase air pollution sensitivity.3 
Furthermore, it would be interesting to understand the 
reasons behind the less dramatic troponin increase in 
patients living in a highly urbanised area after the same 
PM2.5 exposure. It could be argued that people who live in 
urban areas seem to be less sensitive to prolonged expo-
sure: is there any conditioning on them? In addition, 
the study did not consider some other key variables such 
as the already known cardiovascular risk factors, other 
previous diseases and socioeconomic status, which could 
impact significantly on this association. Finally, the single-
centre study and the specific geographical area limit the 
generalisability of this study’s results. Although a Chinese 
paper provided similar outcomes,11 a multicentre study 
should be considered to explore out potential geograph-
ical differences in the association between PM2.5 exposure 
and cTnI levels. This holds even truer as low-income and 
middle-income countries have drastically higher pollutant 
levels and fewer resources to provide renewable energy, so 
inevitably pollution may risk selectively killing especially the 
poorest and the most vulnerable.2 3

This global threat needs a global solution, as low-income 
and middle-income countries provide 55% of the world-
wide population, and has become even more relevant given 
the Russian invasion of Ukraine. This article is another 
piece of increasingly scientific literature on air pollution 
harmful effects on cardiovascular health.

As a scientific community, we must spread awareness 
through the population and the clinical practice, and we 
must be proactive towards decision-makers to promote 
clean energy transition. Simple actions like traffic bans had 
significantly reduced coronary atherothrombotic events.12 
It is also necessary to reduce the disproportion between 
different parts of our planet and support along this process 
the low-income country where the pollution kills more 

people. In addition to population interventions, we also 
need to change clinical practice to guarantee individualised 
care and personalised medicine. To do that, it is necessary 
to revise current guidelines, including PM2.5 exposure as a 
significant risk factor of cardiovascular disease, and fight it 
both as a collective and an individual risk factor as smoking, 
dyslipidaemia, hypertension or obesity.
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Figure 1  Impact of pollutants, and especially of particulate 
matter with diameter equal or smaller than 2.5 µm (PM2.5), 
on risk of subclinical cardiomyocyte injury, as measured by 
cardiac troponin I (cTnI) levels. CH4, methane; NH3, ammonia; 
NOX, nitric oxides; SO, sulfur dioxide.
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