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Abstract
The article examines the impact of long-term ecological
stress on the morphological condition of the

data
development of structural changes in heart muscle

myocardium. It presents indicating the
tissue under the influence of environmental pollutants
such as particulate matter, nitrogen oxides, heavy
metals, and toxic compounds. Special attention is given
to pathomorphological changes — myolysis, interstitial
fibrosis, mitochondrial dysfunction, and epigenetic
alterations. The importance of early diagnosis and
preventive strategies is emphasized in the context of a

deteriorating environmental situation.

Keywords: Myocardium, ecological stress,
pathomorphology, air pollution, fibrosis, chronic heart

disease.
Introduction

Modern environmental conditions, particularly in highly

urbanized and industrially developed regions, are
increasingly recognized as critical determinants of public
health. In such areas, the cumulative effects of air,
water, and soil pollution contribute significantly to the
global burden of disease. The World Health Organization
(WHO) has repeatedly highlighted that environmental
pollution is responsible for millions of premature deaths
each vyear, a substantial proportion of which are
attributable to cardiovascular diseases. Among the
affected

particularly vulnerable due to its constant exposure to

systems, the cardiovascular system s
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circulating toxins and oxidative stress mediators. Within
this context, one of the least explored yet highly
important areas of contemporary biomedical science is
the
environmental stressors on the morphological and

investigation into the long-term impact of
functional integrity of cardiac tissues. Of particular
interest is the myocardium — the muscular tissue of the
heart — which plays a central role in ensuring effective
cardiac function and systemic circulation. Chronic
exposure to adverse environmental conditions may
precipitate structural and functional changes in
myocardial cells, contributing to the development and

progression of various forms of heart disease.
Methods

The study of ecological influences on the cardiovascular
system has become an increasingly urgent direction in
modern medicine and pathomorphology. As rates of
urbanization and technogenic (human-made) pollution
continue to escalate globally, there is a growing
imperative to identify and understand the pathogenetic
mechanisms that link chronic ecological stress to the
emergence of structural myocardial abnormalities.
These mechanisms often operate at multiple biological
levels, from molecular and cellular alterations to tissue
remodeling and organ dysfunction. Classical works on
laid
understanding of the heart’s response to chronic
the

meticulously

cardiac morphology have a foundational

ischemic conditions. For instance, research

LV. (2012)
characterizes the dystrophic, atrophic, and fibrotic

conducted by Kulikov

transformations observed in myocardial tissue under
conditions of prolonged ischemia. However, for many
years, scientific literature offered only fragmented
insights into the role of environmental exposures as
initiating or exacerbating factors in these pathological
changes.

This gap in knowledge has been increasingly addressed
by more recent studies. A significant step toward the
systematization of existing data was achieved by Barkov
V.A. (2020), who provided compelling evidence that
prolonged exposure to industrial toxicants — including
heavy metals, and

volatile organic compounds,

particulate matter can provoke a range of
pronounced pathomorphological alterations in the
myocardium. These include myolysis (destruction of
muscle fibers), interstitial edema (fluid accumulation
the

fibrosis,

between cells), disintegration of capillary

microcirculation, and eventual which
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the mechanical and

electrophysiological properties of the heart. Large-scale

collectively impair
epidemiological studies conducted in the United States
and Europe have further substantiated the connection
between environmental pollution and cardiovascular
morbidity and mortality. Landmark studies by Pope and
Dockery (2006) and Brook et al. (2010) have shown a
strong correlation between long-term exposure to fine
particulate matter (PM2.5) — a common component of
urban air pollution — and elevated risks of heart attack,
stroke, arrhythmia, and heart failure. Their findings
underscore the systemic consequences of air pollution,
which not only exacerbates existing cardiovascular
conditions but also plays a role in their initiation.

Results

At the cellular and subcellular levels, experimental and
observational studies have begun to elucidate the
biological mechanisms underlying these epidemiological
associations. Research by Xu et al. (2011), for example,
revealed that chronic exposure to polluted air leads to
mitochondrial dysfunction, increased production of
reactive oxygen species (ROS), and persistent oxidative
stress  within cardiomyocytes. These molecular
disturbances trigger inflammatory responses, apoptosis
(programmed cell death), and extracellular matrix
remodeling — all of which contribute to the gradual
deterioration of myocardial structure and function. The
impact of environmental pollution on the heart — and
specifically on myocardial tissue — is a growing concern
in  modern medical science. The convergence of
epidemiological, clinical, and morphological data points
to a clear need for interdisciplinary approaches that
combine public health strategies with molecular and
pathological research. Future investigations must aim to
further delineate the biological pathways through which
ecological stressors affect cardiac health, in order to
inform preventative measures, public health policies,
and therapeutic interventions. New and promising
directions in the field of molecular cardiology are rapidly
emerging, driven in large part by research into the
that

adaptation to chronic stress. These mechanisms are

epigenetic mechanisms govern myocardial
becoming increasingly relevant in the context of
environmental exposures. As emphasized by Zaitseva
T.V. (2021), one of the central paradigms of modern
cardiology is the recognition that chronic exposure to
harmful environmental factors can lead not only to

acute physiological disturbances but also to stable,
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heritable alterations in gene expression. These changes
affect
inflammation, apoptosis, oxidative stress response, and

key regulatory pathways involved in

cellular metabolism. Importantly, such epigenetic
modifications do not require direct mutations in the
DNA sequence; rather, they result from alterations in
DNA methylation, histone modification, and the activity
of non-coding RNAs, which collectively influence the
functional state of cardiomyocytes over time. This
understanding is further reinforced by data from the
(WHO, 2021), which

identifies air pollution as one of the leading global risk

World Health Organization

factors in the etiology and progression of cardiovascular
diseases, including chronic heart failure, ischemic heart
disease, and arrhythmogenic disorders. Notably, the
cardiovascular burden of environmental pollution is now
considered comparable to that of traditional risk factors
such as smoking, hypertension, and hyperlipidemia.
These findings underscore the need for an integrated
to cardiovascular

and interdisciplinary approach

research — one that synthesizes knowledge and

methodologies from ecology, pathomorphology,
molecular biology, toxicology, and clinical medicine.
Only through such cross-disciplinary efforts can we fully
elucidate the complex biological mechanisms that
underlie environmentally induced cardiac pathology.
Chronic exposure to harmful environmental agents —
including fine particulate matter (PM2.5 and PM10),
nitrogen dioxide (NO,), ground-level ozone (Os), heavy
metals such as lead, cadmium, and mercury, as well as
organic pollutants like polycyclic aromatic hydrocarbons
(PAHs) and dioxins — provokes a sustained state of
systemic inflammation and oxidative stress. These
pathological processes serve as primary drivers of
Oxidative

particular, leads to the overproduction of reactive

cardiovascular  dysfunction. stress, in
oxygen species (ROS), which damage lipids, proteins,
and nucleic acids, thereby disrupting the structural
integrity of cellular membranes, altering intracellular
signaling pathways, and impairing mitochondrial
function. Cardiomyocytes — due to their high energy
demand, abundant mitochondrial content, and limited
regenerative capacity — are particularly vulnerable to
oxidative insults and toxic metabolic byproducts. The
pathomorphological manifestations of this vulnerability
are increasingly well-documented. Studies of myocardial
tissue from individuals who have resided for prolonged
periods in ecologically degraded or industrially polluted

regions consistently demonstrate a spectrum of
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degenerative and inflammatory changes. These include
focal myolysis (localized muscle fiber destruction), fatty
degeneration of myocardial fibers, interstitial and
perivascular fibrosis, and connective tissue edema. In
parallel, damage to the capillary endothelium and the
microvascular network leads to impaired perfusion,
especially in subendocardial regions, resulting in tissue
hypoxia and ischemia. These ischemic changes can
the
development of arrhythmias, and ultimately contribute

compromise cardiac contractility, promote

to heart failure.
Discussion

At the ultrastructural level, numerous studies have
documented significant cellular disruptions within
cardiomyocytes exposed to environmental pollutants.
These include myofibrillar disintegration, sarcomere
fragmentation, and a marked reduction in both the
number and functional capacity of mitochondria.
Mitochondrial loss and dysfunction indicate energy
depletion,

disruption of calcium ion homeostasis — all of which are

oxidative phosphorylation failure, and
critical events in the pathogenesis of myocardial disease.
Such cellular damage not only impairs the contractile
function of the myocardium but also promotes
apoptosis and tissue remodeling, further exacerbating
cardiac dysfunction. Recent advances in epigenetics
have added another layer of complexity to our
understanding of environmental cardiotoxicity. Long-
term exposure to pollutants has been shown to
epigenetically reprogram the expression of genes
involved in antioxidant defense, such as those encoding
(CAT),
glutathione peroxidase (GPx). Moreover, regulatory

superoxide dismutase (SOD), catalase and

genes that mediate inflammation (e.g., NF-kB, IL-6, TNF-
a) and apoptosis (e.g., caspases, BAX, BCL-2) are also
subject to environmentally induced epigenetic
modulation. These changes may persist even after
of

cardiovascular risk. Animal models, particularly chronic

cessation exposure, leading to long-lasting
inhalation studies involving rodents, have provided
critical experimental validation of these findings. Long-
term exposure (typically 6 to 12 months) to polluted air
in laboratory rats and mice reliably reproduces the key
morphological, molecular, and functional changes
observed in human populations residing in ecologically
compromised areas. Among the most common findings
in such models are myocardial hypertrophy, endothelial

cell degeneration, increased deposition of extracellular
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matrix proteins, and expansion of the interstitial space.
These structural alterations are frequently accompanied
by functional impairments, such as reduced ejection
fraction, arrhythmogenicity, and increased myocardial
stiffness — phenotypes that closely mirror clinical
patterns of heart failure with preserved or reduced
ejection fraction (HFpEF/HFrEF). Importantly, these
experimental models also allow for mechanistic
exploration at a depth not feasible in human studies.
They provide platforms for analyzing gene expression
profiles, mitochondrial respiration, inflammatory
cytokine levels, and oxidative biomarkers, offering a
comprehensive picture of how environmental toxins
affect cardiac biology at the molecular and cellular
levels. Moreover, such models facilitate the evaluation
of potential therapeutic interventions aimed at
reversing or mitigating pollutant-induced myocardial

anti-

damage including antioxidant therapies,

inflammatory agents, and epigenetic modulators.

Overall, the growing body of evidence on the
cardiovascular effects of environmental pollution —
particularly as it pertains to molecular and epigenetic
changes in the myocardium — calls for a paradigm shift
in both research and public health policy. There is a
pressing need to implement comprehensive strategies
that combine environmental monitoring, early clinical
detection, and molecular diagnostics with targeted
Only
multifaceted approaches can we hope to reduce the

therapeutic interventions. through  such
substantial and growing burden of environmentally
mediated cardiovascular disease in the 21st century.
cardiology and

preventive medicine, the early detection of myocardial

From the standpoint of clinical
morphological abnormalities induced by environmental

factors is of paramount importance. Timely
identification of structural and functional myocardial
changes allows for the initiation of therapeutic
interventions before the onset of irreversible cardiac
damage or clinical decompensation. In this context,
modern diagnostic modalities play a crucial role in
the of

cardiovascular in

enhancing sensitivity and  specificity

risk  stratification, particularly
populations residing in ecologically compromised areas.
Advanced imaging techniques such as cardiac magnetic
resonance imaging (MRI) have become invaluable tools
in non-invasive myocardial assessment. MRI offers high-
resolution visualization of myocardial tissue, enabling
the detection of early fibrotic changes, edema, and

microvascular perfusion deficits. It also allows for the
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guantification of left ventricular mass, ejection fraction,
and tissue characterization through late gadolinium
enhancement (LGE) and T1/T2 mapping — parameters
essential for identifying diffuse myocardial fibrosis and
subclinical cardiomyopathies. In parallel, the use of
circulating serum biomarkers has gained traction as a
minimally invasive method for evaluating myocardial
stress and remodeling. Biomarkers such as N-terminal
(NT-proBNP)
Galectin-3 serve as indicators of myocardial strain,

pro—B-type natriuretic peptide and
fibrosis, and inflammatory activity. Elevated levels of
these biomarkers may precede overt clinical symptoms
and correlate with underlying structural myocardial
damage, particularly in individuals chronically exposed
to air pollutants or industrial toxins. When interpreted
in conjunction with imaging findings and environmental
exposure history, these biomarkers contribute to a
comprehensive risk assessment and monitoring
strategy. In selected high-risk cases — especially when
non-invasive methods vyield inconclusive results —
endomyocardial biopsy may be warranted to obtain
Although

for

definitive histopathological information.

invasive, myocardial biopsy allows direct
visualization of cellular and extracellular matrix changes,
mitochondrial

including fibrosis, myocyte atrophy,

abnormalities, and capillary network disruption.
Moreover, molecular analyses of biopsy samples can
reveal pollutant-induced alterations in gene expression,
mitochondrial DNA damage, and evidence of oxidative
stress or apoptosis. Beyond diagnostic strategies, an
equally critical component of preventive cardiology
involves addressing the root causes of environmental
cardiovascular risk. Reducing environmental burden
requires coordinated public health initiatives and urban
policy reforms. Measures such as improved urban
planning, the enforcement of industrial emission
regulations, the deployment of advanced air filtration
systems, and the expansion of urban green zones can
significantly mitigate population-level exposure to
harmful pollutants. These interventions not only lower
the of
cardiovascular disease but also contribute to overall
health the

implementation of continuous air quality monitoring

incidence environmentally  mediated

public and well-being. Furthermore,
programs is essential for identifying pollution hotspots,
evaluating the effectiveness of environmental policies,
and issuing timely health advisories. Integrating
environmental data into electronic health records and

epidemiological surveillance systems would enable a
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more  dynamic, location-based approach to
cardiovascular risk prediction and disease prevention.
The intersection of clinical cardiology, environmental
health, and preventive medicine calls for a dual
approach: advancing the early detection of myocardial
damage through state-of-the-art diagnostic tools, while
simultaneously reducing environmental exposure
through systemic policy and infrastructure changes.
Together, these efforts can significantly curb the rising
incidence of environmentally induced cardiovascular
disease and promote long-term cardiovascular health in

at-risk populations.
Conclusion

The analysis conducted indicates that long-term
ecological stress causes significant pathomorphological
changes in heart muscle tissue. Environmental
pollutants — particularly PM2.5, nitrogen dioxide (NO,),
ozone, heavy metals, and organic toxins — have a direct
impact on cardiomyocytes, leading to dystrophic,
fibrotic, and ischemic changes. This, in turn, results in
the

myocardial

reduced myocardial contractile function,

development of arrhythmias, and
hypertrophy. In the future, it is essential to deepen
research in this area, especially focusing on epigenetic
mechanisms and inflammatory processes, as well as to
the early diagnosis

environmentally induced cardiomyopathies. In addition,

improve methods for of
preventive measures, environmental monitoring, and
public health policies play a crucial role in mitigating the
impact of adverse environmental factors. Considering
environmental factors in the prevention and treatment
of cardiovascular diseases is not only a relevant but also

a strategically important objective for modern medicine.

References

The American Journal of Medical Sciences and Pharmaceutical Research

1.

67

Kynukos J1. B. Mopdonorns muokapga npu
XPOHMYECKOM nilemmnyeckoi bonesHu cepaua/ 1. B.

Kynukos. — M.: MegmumHa, 2012. — 192 c.

bapkos B. A. Matomopdonornyeckme UaMeHeHUA
cepaua npu BO3AENCTBUM GAKTOPOB BHELLHEN
cpeapl // BecTHUK mopdonormm. — 2020. — T. 26,
Ne 2. — C. 43-50.

Pope C.A., Dockery D.W. Health effects of fine
particulate air pollution: lines that connect // J. Air
& Waste Manage. Assoc. — 2006. — Vol. 56, No. 6.
— P.709-742.

Brook R.D. et al. Air pollution and cardiovascular
disease: a statement for healthcare professionals
from the Expert Panel on Population and Prevention
Science of the American Heart Association //
Circulation. — 2010. — Vol. 121, No. 21. — P. 2331-
2378.

3aiiueBa T. B. 3nureHeTMyeckne mexaHM3MbI
afjanTauuu MMoKapaa K ctpeccy // Kapanonorua. —

2021. — T. 61, Ne 3. — C. 34-41.

Xu X., Wang A,, Chen L.C., et al. Long-term exposure
to ambient air pollution and the onset of heart
failure: a study of cellular mechanisms //
Environmental Health Perspectives. — 2011. — Vol.

119, No. 10. — P. 1242-1248.

WHO. Ambient (outdoor) air pollution. World Health
Organization Fact Sheets. — Geneva, 2021. URL:
https://www.who.int/news-room/fact-

sheets/detail/ambient-(outdoor)-air-quality-and-
health

https://www.theamericanjournals.com/index.php/tajmspr


https://www.who.int/news-room/fact-sheets/detail/ambient-(outdoor)-air-quality-and-health
https://www.who.int/news-room/fact-sheets/detail/ambient-(outdoor)-air-quality-and-health
https://www.who.int/news-room/fact-sheets/detail/ambient-(outdoor)-air-quality-and-health
https://www.who.int/news-room/fact-sheets/detail/ambient-(outdoor)-air-quality-and-health
https://www.who.int/news-room/fact-sheets/detail/ambient-(outdoor)-air-quality-and-health
https://www.who.int/news-room/fact-sheets/detail/ambient-(outdoor)-air-quality-and-health

