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Air pollution (AP) is one of the leading causes of health risks because it causes widespread morbidity and mortality every year. Its
impact on the environment includes acid rain and decreased visibility, but more importantly, it also has an impact on human
health. 0e rise of COVID-19 demonstrates the cost of failing to manage AP. COVID-19 can be spread through the air, and
atmospheric particulate matters (PMs) can create a good atmosphere for the long-distance spread of the virus. Moreover, these
PMs can cause lung cell inflammation, thereby increasing sensitivity and the severity of symptoms in COVID-19 patients. In this
study, we emphasized the potential role of PMs in the spread of COVID-19. 0e relationship among COVID-19, PMs, and
angiotensin-converting enzyme 2 (ACE2) (receptor involved in virus entry into lung cells and inflammation) was
also summarized.

1. Introduction

0e emergence of SARS-CoV-2, which triggered an outbreak
of coronavirus disease 2019 (COVID-19) in China, has posed
significant public health risks worldwide [1, 2]. Coronavi-
ruses are members of the Nidovirales order, which includes
large, positive-sense enveloped RNA viruses classified into
four genera: α, β, c, and δ [3]. 0e novel SARS-CoV-2 is a
crown-like, enveloped, positive-sense single-stranded RNA
(+ssRNA) virus that belongs to the genus–coronavirus
(Figure 1) [4, 5]. 0e coronaviruses use glycoprotein (S)

homotrimeric spikes to enhance binding and entry into host
cells. 0ese spikes are core antigens present on the virus’s
surface and target neutralizing antibodies during the infec-
tion. Glycoprotein (S), produced as a single polypeptide of
approximately 1300 amino acid precursors, is a class I virus
fusion protein, so it can be used for viruses to enter cells. 0e
binding of the virus to the bound receptor can enhance the
cell surface density of the virus particle and support the
interaction with the fusion receptor, for example, the binding
of HCoV-OC43 and bovine coronavirus to N-acetyl-9-O-
acetylneuraminic acid [6], the binding of HCoV-NL63 and
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SARS-CoV to heparan sulfate proteoglycan [7, 8], and the
binding of HCoV-HKU1 to O-acetylated sialic acid [9]. In
some cases, the attachment of virus particles to host cells is
terminated [10]. In other cases, the decrease of adhesion
receptors leads to a short interaction between the virus and
the host cell, causing a significant decrease in virus infectivity
[8, 11, 12]. Coronaviruses use diverse fusion receptors, except
for HCoV-NL63, similar to HSARV-NL63, using human
ACE2. In comparison, most alpha-coronaviruses use ami-
nopeptidase N (CD13) to enter cells [13]. According to some
studies, HCoV-OC43 uses HLA class I molecules or sialic
acid [14]. MERS-CoV uses dipeptidyl peptidase 4 (DPP4 or
CD26) [15], and the receptor for HCoV-HKU1 is still
mysterious [9].

1.1. Emergence and Global Tally of SARS-CoV-2. In late
December 2019, some native health centers in Wuhan,
China, reported groups of patients with pneumonia of
unfamiliar sources. Later, they found that these were epi-
demiologically related to wholesale seafood and wet animal
[16]. 0en, on 11 March 2020, the World Health Organi-
zation (WHO) publicized a pandemic of novel coronavirus
(SARS-CoV-2) [17]. In late April 2021, more than
141,139,450 people contracted COVID-19 disease, and
about 3,018,840 lost their lives. Still, the disease is upsurge,
while scientists try to identify the mode transmission and
possible correlation between the spread of viruses and air
pollution.0us, it is important to determine the possible role
atmospheric particles play in the spread, morbidities, and
mortalities of the coronavirus.

1.2. COVID-19 Possible Evidence of Airborne Transmission.
Several scientific reports on the spread of viruses in humans
have shown that the upsurge in infections is associated with the
concentration of particulate matters (PMs) in the air (Figure 2)
[18–20].0ewell-known fractions of PMs are PM2.5 and PM10
[21,22], which act as carriers for a variety of chemical and
biological contaminants (including viruses). Viruses can be

adsorbed to PMs consisting of solid and liquid particles through
coagulation, which can stay in the air from minutes to weeks.
0ese particles or adsorbed biological contaminantsmay diffuse
into the atmosphere and be transported over long distances.
However, certain environmental parameters determine virus
inactivation: the increased temperature and solar radiation can
accelerate the inactivation level, while the relatively high
moisture in the air can sustain the virus spread rate [23]. In
support of PMs spreading the virus, new systematic reports have
emphasized the association between the transmission of the
virus in exposed populations and the level of PMs in the at-
mosphere. For instance, according to Chen et al., in 2010, due to
Sahara dust, the extremely pathogenic avian influenza virus
(H5N1) and environmental influenza may be transported over
long distances [24].0e authors evidenced a high concentration
of influenza A virus in the environment during the sandstorm
in Asia compared to in the background day. Ye et al. reported
that respiratory syncytial virus (RSV) infection in Chinese kids
was related to high environmental temperature and airborne
pollutants in 2016 [25]. Several other reports have proven that
RSV causing pneumonia in children in most parts of the world
is due to PMs transportation.0ehigh infection rate of RSVwas
found to be positively correlated with PM2.5 (r� 0.446,
P<0.001) and PM10 (r� 0.397, P<0.001). Additionally, Chen
et al. in 2010 presumed that the prevalence rate of the virus is
related to exposure to high concentrations of PM2.5 in the
atmosphere of China [26]. More precisely, from October 2013
to December 2014, data on the number of daily measles patients
and PM2.5 concentration were gathered from 21 Chinese cities,
and the authors found that a 10μg/m3 increase in PM2.5 was
significantly related to an escalation in the measles incidence
rate. Finally, it is recommended to apply PM reduction strat-
egies to slow the spread. Furthermore, the latest study con-
ducted by Peng et al. in 2020 showed that people exposed to
high PMswere considerably affected bymeasles in Lanzhou city
of China [27]. 0erefore, the authors suggested developing an
effective PMs concentration reduction strategy to reduce the
population’s potential risk. According to the brief introduction
of the above reports, it can be concluded that PM2.5 and PM10
can be active carriers for virus transportation, spread, and
propagation of COVID-19.

1.3. Objectives of the Study. 0is article emphasizes two
assumptions. Firstly, similar to other viruses, COVID-19 can
also be spread through the air, and PMs can be used as a
carrier through aerosols to extend the virus and increase its
spread. Secondly, PMs may cause damage to lung cells and
increase inflammation. 0is increase in inflammation may
cause a rise in mortality rate and disease severity in the most
contaminated regions. 0e virus attaches to the ACE2 re-
ceptor to enter cells; ACE2 produces anti-inflammatory
peptides, whose overexpression in inflammation is caused by
exposure to PMs exerting its effects, thus accelerating the
possibility of virus entry into cells. 0ese assumptions are
communally exclusive and are significant starting points for
upcoming analysis, aiming to explain the positive associa-
tion between air contamination and the transmission of
COVID-19.
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Figure 1: SARS-CoV-2 structure.
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2. Methods

We searched for articles on topics of interest in Google
Scholar, PubMed, Sci-Hub, WHO, and PubChem to analyze
scientific literature. Different terms were used to facilitate
the search for related articles from search engines and da-
tabases. Keywords such as COVID-19, SARS-CoV-2, par-
ticulate matters, air pollution, the impact of air pollution on
humans and the environment, the participation of partic-
ulate matter in COVID-19 transmission, and several other
terms were used. 0e authors searched the reference list of
the included studies to ensure that the literature was covered.
Finally, we analyze all full-text reports to see if they meet the
inclusion criteria. 0e majority of included articles were
emphasizing the harmful effects of COVID-19 on humans.
Most of the articles included in the study have been pub-
lished recently, although some earlier published articles are
also cited to clarify the nature of the particles, problems, and
their impact on humans because no applicable latest sci-
entific works have been published on related topics.

3. Results

3.1. Potential Role of PMs in the Spread of COVID-19.
0e impact of PMs fumes and the transmission of the virus
among people have been researched and analyzed in dif-
ferent world regions with numerous incidents. 0e infec-
tious disease of COVID-19 transmission is related to a
higher degree of air pollution. For example, in three regions
of the world, several individuals are infected with COVID-
19: China, the epicenter of the pandemic; Italy; and the

United States, where high levels of air pollution are a cor-
relation among these nations.0is is why recent research has
emphasized the possible association between air pollution
and COVID-19 infectivity.

Two levels should be evaluated for the assessment of this
potential association: (i) elevated rate of air contamination
in the past making people vulnerable to COVID-19 (long-
term exposure) and (ii) sensitivity to viruses related to high
levels of air contamination during the contact (short-term
exposure). For instance, it has been known that regular PMs
contact with the atmosphere will escalate hospitalization and
mortality, mainly distressing the cardiac and respirational
systems and causing various diseases, such as cancer [28].
Moreover, it is estimated that these pollutants cause 2
million premature deaths from acute respiratory diseases
every year in the world [29, 30]. To assess the long-standing
fair assumptions, Pansini and Fornacca studied the geo-
graphic level of infection that has expanded, and then they
linked the data with the annual air quality index using
annual averages. Observations were made from the Sentinel-
5 satellites revolving around China, Italy, and United States.
Numerous contaminants (PM10, PM2.5, sulphur dioxide,
carbon monoxide, nitrogen dioxide, and ozone) were ana-
lyzed. A significant positive association was found in each
country among COVID-19 infections and air quality vari-
ables and poor air quality, that is, high PM2.5, carbon
monoxide, and nitrogen dioxide, which was also correlated
with higher mortality rates [31]. Concerning Italy, Fattorini
and Regoli, and Conticini et al. have found that circulation of
air pollutants (PM2.5, PM10, nitrogen dioxide, and ozone)
in northern Italy has surpassed regulatory limits over the last
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Figure 2: Illustration of COVID-19 contagion through PMs. (a) By direct sneezing (2m). (b) Distantly infected individuals through PM
(6m or beyond). (c) Infected individuals.
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four years. 0us, people infected with the infectious disease
COVID-19 have suffered from high levels of air pollution for
a long time. 0ese conclusive data show that, in 71 Italian
provinces, air quality is significantly related to COVID-19
cases, further demonstrating that long-term interaction with
air pollution may be a favorable environment for airborne
transmission of the virus [32, 33].

To conclude, in China, France, Germany, Iran, Italy,
Spain, the United Kingdom, and the United States, Pansini
and Fornacca have associated annual satellite and ground air
indexes. 0ey found a statistically relevant positive corre-
lation between high levels of air pollution and infections
with COVID-19. 0e correlation between the worst air
quality and the presence of COVID-19 and its caused fa-
talities was the most apparent in Italy [34]. Wu et al. cur-
rently applied a zero-inflated negative binomial mixed
model (for confounding factors), evaluating the relationship
between long-term PM2.5 exposure and COVID-19 fatality
in the United States, and found statistically significant re-
sults. According to their study, the COVID-19 mortality rate
rose by 15% for every 1 ug/m3 and rose in long-term ex-
posure to PM2.5. 0is article’s consequences demonstrated
that continuous exposure to air pollution is more likely to
cause more COVID-19 severe results. 0e findings were
consistent with the well-known relationship between ex-
posure to PM2.5 and several cardiac and respiratory
comorbidities, which substantially increased the risk of fa-
tality in COVID-19 patients [35].0e site paper proposed by
the Italian Association of Environmental Medicine (SIMA)
claims that PMs are the essential carrier for promoting the
spread of COVID-19 concerning the effect of temporary
exposure to PMs and virus transmission in the population
[36]. Moreover, increased and rapid transmission of
COVID-19 in the Po Valley (the most contaminated location
in Europe) could be related to prepandemic PMs concen-
trations in Lombardy [37]. For instance, Bergamo was one of
the most infected Italian cities (Figure 3). Concentration of
PMs was more significant between January and February
2020 than the allowed annual mean concentration of PM10
and PM2.5. 0e limit for PM10 was 40 μg/m3, and the limit
for PM2.5 was 25 μg/m3, while the central unit of the city
(via Meucci station) detected during those two months that
the average daily PM10 concentration was 44.28 μg/m3 and
the daily average of PM2.5 concentration was 38.31 μg/m3,
both higher than themaximum limit set.0e number of days
when the normal PM10 and PM2.5 concentration values
surpass the acceptable threshold was 33 and 44, respectively
[39].

0ere have been numerous studies supporting this ev-
idence. In Italy and China, Frontera et al. analyzed air quality
during the most virulent time of COVID-19; the PM2.5 and
nitrogen dioxide levels were exceptionally high [39]. Mar-
teletti and Marteletti reached the same conclusion [40].
Based on a recent SIMA investigation, these authors hy-
pothesized that the atmosphere is rich in air pollutants,
coupled with particular climatic conditions, which may, as
carriers, encourage longer persistence of virus particles in
the air, thereby facilitating indirect transmission.

3.2. PMs Can Damage Pulmonary Cells and Cause Inflam-
mation and Oxidative Stress. Many epidemiological reports
stated various causes for the pollution levels and hospital-
ization, including respiratory diseases. At the same time,
there has also been an increase in mortality from numerous
viral diseases. To evaluate PMs’ role in spreading viruses, it is
also vital to diagnose how exposure to contaminants in-
creases the susceptibility and severity of these diseases. PMs,
as described earlier, have a tiny size so that it can be sucked
in. Although frequent inhalation of these particles can harm
lung conditions, constant contact with PMs can also cause
systemic damage [18]. 0e pollution acquaintance was also
associated with the SARS-CoV-1 virus’s high death rate. Via
the air pollution index (API), Cui et al. have demonstrated
that the probability of death is twice as high in areas with
high air pollution indexes as in areas with low air pollution
indexes. Similarly, the possibility of an increased risk of
demises from SARS was 84% in areas with a medium API.
0e authors concluded that prolonged exposure to PMs
increases mortality also with viruses [41]. After proving that
there is a positive correlation between exposure to PMs and
respiratory virus infections, the mechanism of exposure to
these substances that may affect the susceptibility of the
subject to infection and the immune response must be
analyzed because respiratory cells are the prime target for
PMs and also a primary target for respiratory viruses. If the
subject is exposed to PMs for a long time, pathogens will
invade the compromised cells. It has been shown that, in
humans and experimental models, exposure to PMs can
induce two mechanisms in the lungs:

(1) Oxidative stress: contact with these pollutants can
induce free radicals, leading to cell damage

(2) Inflammation: PMs cause stimulation of an immune
response so that cells reach the condition of in-
flammation, which stimulates several pathways that
are functional at the inflammation level [42]
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Figure 3: Illustration of the growth in the number of COVID-19
positive cases in Bergamo, Brescia, and Milan from late February to
late March 2020 (generated and modified from [38]).
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0e potential of pollutants to affect resistance by
restraining the antiviral response of exposed subjects is
another mechanism to note. 0e vital role of an inflam-
matory reaction is that macrophages can ingest and destroy
foreign substances, including microorganisms, in the cy-
toplasm [43]. However, some reports have determined that
exposure to pollutants can decrease phagocytic exposure and
the tendency of macrophages to avoid proper inactivation of
the virus [44].

In short, exposure to contaminants changes the pul-
monary cells’ immune response and leads to increased
oxidative stress and inflammatory stress. 0is cellular dis-
order promotes viral attacks and raises the frequency of viral
infections in exposed subjects. For instance, owing to the
onset of high PM10 contamination, viral pneumonia often
increases. A study in 1999 has assessed that how PM10 alters
the inflammatory response of the RSV. 0e immunity to the
virus and PM10 detected at the same time at elevated levels is
less successful than a single immune response to RSV
protection, thereby reducing the response to the virus [45].
0e PO area is one of the most polluted regions of the
country in northern Italy, with many factories and a par-
ticular region between the Alps and the Apennines. Samples
of PM10 and PM2.5 were obtained at Torre Sarca, Milan,
and administered to mice during 2010 to examine the
damage caused by exposure to these particles in the lungs.
0e microbiological study indicates that pathogens are
adsorbed to particles [46], and PMs cause an inflammatory
reaction in alveolar cells and lungs. 0e elevated levels of
proinflammatory cytokines such as tumor necrosis factor-
(TNF-) alpha and IL-6 have been identified [47]. It should
also be noted that IL-6 triggers themost severe inflammatory
storm in COVID-19 patients. Studies have shown that
systemic disease patients are at elevated risk of severe types
of infection with COVID-19 [48]. It can also not be ruled out
that the virus would promote the cells that are already

defective. Exposure to toxins harms the lungs and heart, and
defects in these cells can lead to a more complicated
prognosis.

3.3. COVID-19 and Inflammation. 0e coronavirus may
cause mild or very severe pathological reactions. It can cause
significant respiratory damage and may even be fatal if these
viruses invade the deep part of the respiratory tract. At the
same time, inflammation is an integral part of our immune
system. For SARS-CoV-1, however, an overreaction and
disorder with a “cytokine storm” have been observed in
patients with the severe disease [49]. Various pathological
symptoms can also be caused by the novel COVID-19 virus,
from mild colds and fevers to severe illnesses such as
pneumonia. It worsens as it causes acute respiratory distress
syndrome (ARDS), causing respiratory failure and fluid,
which accumulates in the lungs, and significantly decreasing
the blood oxygen level. 10% of COVID-19 cases can enter
this pathological disorder, requiring mechanical ventilation,
and it is even fatal in some cases. However, for the aged
individuals and patients with other contemporary pathol-
ogies, the course of the disease is more complicated [50]. As
an indication of inflammation, a large amount of IL-6 was
found in patients’ blood with extreme symptoms of COVID-
19. An inflammatory storm has been observed; the immune
response of infected cells releases inflammatory signaling
cytokines, but excessive proinflammatory signals may
damage pulmonary epithelial cells [51]. 0e first clinical trial
of the medication used to treat COVID-19 has been ap-
proved by the Italian Medicines Agency (AIFA).

One way was to reduce inflammation caused by an
immune response that was excessively high. In reality,
several individuals focused on anti-inflammatory drugs
targeting anti-inflammatory storms in these trials. Tocili-
zumab, for instance, is a monoclonal antibody that, by
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Figure 4: Illustration of PMs, ACE2, and inflammation relationship.
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inactivating it, can bind to the IL-6 receptor. Hindering the
IL-6 transduction pathway can also decrease the inflam-
matory state [52]. Inflammatory storms have some vul-
nerability due to the existence of other pathologies. Specific
pathogenesis patients start with higher inflammatory cyto-
kines, while the body imbalance is triggered by advanced age
and appears proinflammatory. Another possibility is that a
specific genetic predisposition may occur. We can also
presume that over time, after COVID-19 infection, subjects
exposed to the most PMs are prone to this cytokine storm, so
the pathological process is more complicated. 0is as-
sumptionmay demonstrate the positive relationship in some
polluted areas among COVID-19, PMs concentration, and
high mortality (such as Lombardy, Italy).

0e study by Conticini et al. in March 2020 reveals a
significant relationship between air pollution and COVID-
19 lethality in different regions of Italy, with an incidence of
12% in Lombardy and Emilia-Romagna on 21 March 2020
and 4.5% in the rest of Italy. Contaminant exposure makes
individuals more vulnerable to severe respiratory diseases in
these regions, making it convenient to include a cofactor
[33].

4. Discussion

SARS-CoV-2 has a spike protein that binds it to the receptor
ACE2 present on the cell. Via endocytosis, the virus enters,
and cells are infected. ACE2 is a membrane enzyme in the
lungs, arteries, heart, kidneys, and intestines. It catalyzes
peptides with vasoconstriction and angiotensin 2 into an-
giotensin 1–7 [53]. It is speculated that blood pressure rises
because of age. Furthermore, our body expresses more ACE2
on the cell membrane as a compensatory response. 0is
increase in expression, however, also improves the targets
that enable the COVID-19 virus to enter. Certain medica-
tions increase ACE2 expression for hypertension, so this
association should be confirmed. Since there are also anti-
inflammatory properties of angiotensin 1–7 peptide, ACE2
also has another task. Activation of ACE2 has been shown to
reduce hyperoxia-induced lung injury and suppress in-
flammation and oxidative stress. ACE2 can suppress the
activated B cell nuclear factor kappa light chain enhancer
(NFKB) (inflammatory response pathway) intracellular
signal and activate the Nrf2 associated with the erythroid
nuclear factor 2 signal. Activation of anti-inflammatory
response is a defense mechanism against ROS [54]. 0e rise
in ACE2 would therefore increase the probability of a
COVID-19 attack. However, on the other side, by binding to
ACE2, which seems to be very necessary for immune
protection and defense against inflammation, the virus
prevents its action. 0is is the main reason for the COVID-
19 deaths. Oxidative stress and inflammation are caused by
repeated exposure to PM2.5, and both activation mecha-
nisms are as mentioned above: Nrf2 reacts to oxidative stress
and NFKB, which causes inflammation [55]. In 2018, Lin
and coauthors reported that exposure to PM2.5 causes acute
lung injury (ALI) in mice, resulting in increased inflam-
mation and higher levels of cytokines. In both wild-type
(WT) and ACE2 (knockout) mice, the effect of PM2.5 was

shown. It was noted that lung damage improved after a few
days in wild-type mice; the improvement in mice lacking
ACE2 was not significant. 0is confirms ACE2’s funda-
mental role in shielding our cells from PM2.5’s proin-
flammatory effects. However, importantly, in wild-type
mice, exposure to PM2.5 causes a significant increase in
ACE2 [56].

In conclusion, ACE2 is very significant because (a) the
Nrf2 (anti-inflammatory) pathway is activated and the
NFKB (inflammatory) pathway is switched off to prevent
inflammatory response disorders; (b) COVID-19 modifies
this mechanism by combining it with ACE2; (c) ACE2 is
overexpressed after exposure to PM2.5, thereby increasing
the risk of COVID-19 infection, where ACE2 is the key to
the virus’s entry (Figure 4).

5. Conclusion

In short, the available information about the global spread of
SARS-CoV-2 supports the hypothesis of the droplet model
in the air with long distances between people. 0e potential
coalescence phenomenon that occurs between the nucleus of
the droplet and the particulate matter is that it is considered
reasonable, especially under favorable environmental con-
ditions, to stabilize the droplet core. 0erefore, based on the
evidence discussed above, it is reasonable to describe this
virus transmission model as a “super transmission event,” as
evidenced by the high estimates in northern Italy at the
beginning of the pandemic. 0erefore, it is mandatory to
adopt a face mask policy during the pandemic, when
gradually returning to everyday life is to be expected. In the
regular use of masks, the distance between people can be
reduced to 2m. 0e most common mask that covers the
upper respiratory tract of humans does not allow the ACE2
protein placed in the mucous membrane of the mouth and
nose to come into contact with the virus. Under outdoor
conditions, droplet nuclei are more dispersed in the at-
mosphere (even if they aggregate as particles), and without a
mask, even if the distance between people is shorter than
10meters, it can ensure low infection risk. Finally, scientific
evidence on the correlation between PM levels and the
spread of SARS-CoV points to opportunities to strengthen
strategies to reduce anthropogenic PM emissions and reduce
citizens’ exposure to PM and uncontrolled aerosols.
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and M. Büttner, “Generation of avian influenza virus (AIV)
contaminated fecal fine particulate matter (PM2.5): genome
and infectivity detection and calculation of immission,”
Veterinary Microbiology, vol. 139, no. 1-2, pp. 156–164, 2009.

[20] H. Bherwani, M. Nair, K. Musugu et al., “Valuation of air
pollution externalities: comparative assessment of economic
damage and emission reduction under COVID-19 lock-
down,” Air Quality, Atmosphere, & Health, vol. 40, pp. 1–12,
2020a.

[21] H. Bherwani, S. Anjum, S. Kumar et al., “Understanding
COVID-19 transmission through Bayesian probabilistic
modeling and GIS-based voronoi approach: a policy per-
spective,” Environment, Development and Sustainability,
vol. 23, pp. 1–19, 2020b.

[22] A. Gupta, H. Bherwani, S. Gautam et al., “Air pollution ag-
gravating COVID-19 lethality? Exploration in Asian cities
using statistical models,” Environment, Development and
Sustainability, vol. 22, pp. 1–10, 2020.

[23] V. Després, J. A. Huffman, S. M. Burrows et al., “Primary
biological aerosol particles in the atmosphere: a review,” Tellus
B: Chemical and Physical Meteorology, vol. 64, no. 1, p. 15598,
2012.

[24] P.-S. Chen, F. T. Tsai, C. K. Lin et al., “Ambient influenza and
avian influenza virus during dust storm days and background
days,” Environmental Health Perspectives, vol. 118, no. 9,
pp. 1211–1216, 2010.

[25] Q. Ye, J.-f. Fu, J.-h. Mao, and S.-q. Shang, “Haze is a risk factor
contributing to the rapid spread of respiratory syncytial virus
in children,” Environmental Science and Pollution Research,
vol. 23, no. 20, pp. 20178–20185, 2016.

[26] G. Morgan, G. Chen, Y. Guo et al., “Is short-term exposure to
ambient fine particles associated with measles incidence in
China? a multi-city study,” Environmental Research, vol. 156,
pp. 306–311, 2017.

[27] L. Peng, X. Zhao, Y. Tao, S. Mi, J. Huang, and Q. Zhang, “0e
effects of air pollution and meteorological factors on measles
cases in Lanzhou, China,” Environmental Science and Pol-
lution Research, vol. 27, pp. 1–10, 2020.

Journal of Environmental and Public Health 7



[28] M. Kampa and E. Castanas, “Human health effects of air
pollution,” Environmental Pollution, vol. 151, no. 2,
pp. 362–367, 2008.

[29] EEA, Air Quality in Europe, European Environment Agency,
København, Denmark, 2019.

[30] Q. Di, Y. Wang, A. Zanobetti et al., “Air pollution and
mortality in the medicare population,” New England Journal
of Medicine, vol. 376, no. 26, pp. 2513–2522, 2017.

[31] R. F. Pansini, “Initial evidence of higher morbidity and
mortality due to SARS-CoV-2 in regions with lower air
quality,” MedRxiv, vol. 1, pp. 1–60, 2020.

[32] D. Fattorini and F. Regoli, “Role of the chronic air pollution
levels in the Covid-19 outbreak risk in Italy,” Environmental
Pollution, vol. 264, Article ID 114732, 2020.

[33] E. Conticini, B. Frediani, and D. Caro, “Can atmospheric
pollution be considered a co-factor in extremely high level of
SARS-CoV-2 lethality in Northern Italy,” Environmental
Pollution, vol. 261, Article ID 114465, 2020.

[34] R. Pansini and D. Fornacca, “Higher virulence of COVID-19
in the air-polluted regions of eight severely affected coun-
tries,” 2020.

[35] R. C. Wu, M. B. Sabath, D. Braun, and F. Dominici, Exposure
to Air Pollution and COVID-19 Mortality in the United States,
Johns Hopkins University, Baltimore, MD, USA, 2020.

[36] F. Setti LP, G. de Gennaro, A. Di Gilio et al., Evaluation of the
Potential Relationship between Particulate Matter (PM Pol-
lution and COVID-19 Infection Spread in Italy, Global Urban
Air Pollution Observatory, Paris, France, 2020.

[37] ESA, Coronavirus Lockdown Leading to Drop in Pollution
Across Europe Earth Online, European Space Agency, Paris,
France, 2020.

[38] “Il sole 24 ORE coronavirus in Italy: updated map and case
count,” 2020, https://lab24.ilsole24ore.com/coronavirus/en/.

[39] A. Frontera, C. Martin, K. Vlachos, and G. Sgubin, “Regional
air pollution persistence links to COVID-19 infection zon-
ing,” Journal of Infection, vol. 81, no. 2, pp. 318–356, 2020.

[40] L. Martelletti and P. Martelletti, “Air pollution and the novel
covid-19 disease: a putative disease risk factor,” SN Com-
prehensive Clinical Medicine, vol. 40, pp. 1–5, 2020.

[41] Y. Cui, Z. F. Zhang, J. Froines et al., “Air pollution and case
fatality of SARS in the People’s Republic of China: an ecologic
study,” Environ Health, vol. 2, no. 1, p. 15, 2003.

[42] P. Mantecca, G. Sancini, E. Moschini et al., “Lung toxicity
induced by intratracheal instillation of size-fractionated tire
particles,” Toxicology Letters, vol. 189, no. 3, pp. 206–214,
2009.

[43] F. Farina, G. Sancini, E. Longhin, P. Mantecca, M. Camatini,
and P. Palestini, “Milan PM1 induces adverse effects on mice
lungs and cardiovascular system,” BioMed Research Inter-
national, vol. 2013, Article ID 583513, 10 pages, 2013.

[44] P. M. Kaan and R. G. Hegele, “Interaction between respiratory
syncytial virus and particulate matter in Guinea pig alveolar
macrophages,” American Journal of Respiratory Cell and
Molecular Biology, vol. 28, no. 6, pp. 697–704, 2003.

[45] S. Becker and J. M. Soukup, “Exposure to urban air partic-
ulates alters the macrophage-mediated inflammatory re-
sponse to respiratory viral infection,” Journal of Toxicology
and Environmental Health Part A, vol. 57, no. 7, pp. 445–457,
1999.

[46] A. Franzetti, I. Gandolfi, E. Gaspari, R. Ambrosini, and
G. Bestetti, “Seasonal variability of bacteria in fine and coarse
urban air particulate matter,” Applied Microbiology and
Biotechnology, vol. 90, no. 2, pp. 745–753, 2010.

[47] P. Mantecca, M. Gualtieri, E. Longhin et al., “Adverse bio-
logical effects of Milan urban PM looking for suitable mo-
lecular markers of exposure,”Chemical Industry and Chemical
Engineering Quarterly, vol. 18, no. 4-2, pp. 635–641, 2012.

[48] B. Li, J. Yang, F. Zhao et al., “Prevalence and impact of
cardiovascular metabolic diseases on COVID-19 in China,”
Clinical Research in Cardiology, vol. 109, no. 5, pp. 531–538,
2020.

[49] R. Channappanavar and S. Perlman, “Pathogenic human
coronavirus infections: causes and consequences of cytokine
storm and immunopathology,” Seminars in Immunopathol-
ogy, vol. 39, no. 5, pp. 529–539, 2017.

[50] Z. Xu, L. Shi, Y.Wang et al., “Pathological findings of COVID-
19 associated with acute respiratory distress syndrome,” Ce
Lancet Respiratory Medicine, vol. 8, no. 4, pp. 420–422, 2020.

[51] P. Mehta, D. F. McAuley, M. Brown, E. Sanchez,
R. S. Tattersall, and J. J. Manson, “COVID-19: consider cy-
tokine storm syndromes and immunosuppression,” Ce
Lancet, vol. 395, no. 10229, pp. 1033-1034, 2020.

[52] C. Zhang, Z. Wu, J.-W. Li, H. Zhao, and G.-Q. Wang,
“Cytokine release syndrome in severe COVID-19: interleu-
kin-6 receptor antagonist tocilizumab may be the key to
reduce mortality,” International Journal of Antimicrobial
Agents, vol. 55, no. 5, Article ID 105954, 2020.

[53] N. Hayashi, K. Yamamoto, M. Ohishi et al., “0e counter-
regulating role of ACE2 and ACE2-mediated angiotensin 1-7
signaling against angiotensin II stimulation in vascular cells,”
Hypertension Research, vol. 33, no. 11, pp. 1182–1185, 2010.

[54] Y. Fang, F. Gao, and Z. Liu, “Angiotensin-converting enzyme
2 attenuates inflammatory response and oxidative stress in
hyperoxic lung injury by regulating NF-κB and Nrf2 path-
ways,” QJM: An International Journal of Medicine, vol. 112,
no. 12, pp. 914–924, 2019.

[55] B. Leclercq, J. Kluza, S. Antherieu et al., “Air pollution-derived
PM2.5 impairs mitochondrial function in healthy and chronic
obstructive pulmonary diseased human bronchial epithelial
cells,” Environmental Pollution, vol. 243, no. B, pp. 1434–1449,
2018.

[56] C.-I. Lin, C.-H. Tsai, Y.-L. Sun et al., “Instillation of particulate
matter 2.5 induced acute lung injury and attenuated the injury
recovery in ACE2 knockout mice,” International Journal of
Biological Sciences, vol. 14, no. 3, pp. 253–265, 2018.

8 Journal of Environmental and Public Health

https://lab24.ilsole24ore.com/coronavirus/en/

