JIITEPATYPHUU OIVIAJ]

UDC 616.24-036.12+616.12-008.331.1]-06:[616.12:616.13/14-036.88

https://doi.org/10.31612/2616-4868.1.2026.20

CARDIOVASCULAR RISK IN PATIENTS WITH CHRONIC OBSTRUCTIVE
PULMONARY DISEASE AND ELEVATED BLOOD PRESSURE AND ARTERIAL

HYPERTENSION

Viktoriia O. Zbitnieva, Stanislav E. Buriachkivskyi, Olena B. Voloshyna, Iryna V. Balashova, Andrii A. Voloshyn

Odesa National Medical University, Ministry of Health of Ukraine, Odesa, Ukraine

Abstract

Introduction. Cardiovascular disease mortality accounts for 20-30% of total mortality in patients with
chronic obstructive pulmonary disease (COPD), highlighting the critical need for cardiovascular risk
assessment in this population.

Aim. To analyze current scientific publications and determine the characteristics of cardiovascular risk
and the methods for its assessment to define the prognosis in patients with chronic obstructive pulmonary
disease and elevated blood pressure or arterial hypertension.

Materials and methods. A literature search was conducted across the PubMed/MEDLINE, Web of
Science, Scopus, and Google Scholar databases. All identified publications were evaluated by the authors
according to generally accepted criteria.

Results. Research analysis indicates that chronic obstructive pulmonary disease significantly influences
cardiovascular risk indicators, markedly increasing them within the first 1-30 days following an
exacerbation. The article examines the prognostic value of modern cardiovascular risk assessment scales,
including SCORE2, SCORE2-OP (for older persons), the Life’s Essential 8 (LE8) score, and the Predicting
Risk of Cardiovascular Disease EVENTs (PREVENT™) scale. While existing scales and their corresponding
online calculators are primarily recommended for use in cases of elevated blood pressure and arterial
hypertension, they have specific limitations when applied to patients with COPD. Other risk factors, such
as galectin-3, C-reactive protein, fibrinogen, and others, also warrant attention and further research in the
context of these comorbid conditions.

Conclusions. The results of this study demonstrate that chronic obstructive pulmonary disease is not
merely a comorbid condition but a powerful and independent amplifier of cardiovascular risk in patients
with arterial hypertension. Modern cardiovascular risk assessment scales are primarily recommended for
patients with elevated blood pressure and arterial hypertension; however, there is a lack of research and
guidelines justifying the use of these scales for prognostic purposes in patients with concomitant chronic
obstructive pulmonary disease.

Keywords: chronic obstructive pulmonary disease, elevated blood pressure, arterial hypertension,
cardiovascular risk

INTRODUCTION

) ] ) approaching nearly 600 million patients by 2050 [2].
Chronic obstructive pulmonary disease (COPD) and

is expected to increase by 23% between 2020 and 2050,

arterial hypertension (AH) are recognized as major global
public health problems that significantly contribute to
morbidity and mortality worldwide [1].

According to expert estimates, the number of COPD
cases globally among individuals aged 25 years and older

168

Morbidity and mortality of COPD are substantially
higher among smokers, men, and individuals over 40
years of age and are projected to rise further due to
population aging and the spread of smoking in low-
and middle-income countries [3]. At the same time,
systemic arterial hypertension remains the most important
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modifiable risk factor for cardiovascular disease (CVD),
accounting for approximately 54% of strokes and 47% of
ischemic heart disease cases [4].

Patients with COPD have more than twice the rate
of hospitalization and cardiovascular mortality compared
with individuals without COPD [5, 6].

COPD is closely associated with cardiovascular
diseases, including arterial hypertension, ischemic heart
disease, stroke, and atrial fibrillation [7-9].

Rodriguez Hermosa J. L. et al. (2025) [8] conducted
a retrospective cohort study of 167 patients with newly
diagnosed COPD in primary care centers in Madrid,
Spain. Cluster analysis identified three distinct clinical
phenotypes: «Low-symptom preserved status,» «Frequent
attenders/high-risk patients,» and «Silent treatment
discontinuers.» The authors concluded that improving
early diagnosis in primary care requires a proactive,
stratified, and personalized approach rather than
a universal strategy [8].

Current international guidelines, such as those
issued by the Global Initiative for Chronic Obstructive
Lung Disease (GOLD) [3], and the European Society
of Cardiology (ESC), often consider these conditions
separately and do not sufficiently address integrated
diagnostic,  therapeutic, and risk  stratification
approaches [5, 6]. This represents a significant barrier to
the comprehensive management of patients with comorbid
conditions and underscores the need for further research
aimed at improving diagnosis, treatment, and prevention
of cardiovascular risk in patients with COPD and elevated
blood pressure (EBP).

AIM

To analyze contemporary scientific publications
and identify the characteristics of cardiovascular risk
and methods of its assessment in patients with chronic
obstructive pulmonary disease and elevated blood
pressure and arterial hypertension.

MATERIALS AND METHODS

A literature search was conducted using open-access
databases PubMed/MEDLINE and Google Scholar. The
review included original research articles, systematic
reviews, meta-analyses, and international clinical
guidelines published up to September 1, 2025, using the
following keywords: chronic obstructive pulmonary
disease, elevated blood pressure, arterial hypertension,
cardiovascular risk. The search was limited to publications
in English and Ukrainian. Low-quality studies were
excluded based on generally accepted criteria, including
small sample size, isolated clinical cases, and lack of
statistically validated results compared with control
or placebo groups etc. All selected publications were
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independently reviewed by all authors, and data were
included after consensus was reached.

RESULTS

Arterial hypertension is one of the most common
comorbidities in patients with COPD, with reported
prevalence ranging from 28% to over 50%, depending
on the population studied and diagnostic criteria [4]. This
comorbidity is not coincidental. The prevalence of COPD
among patients with heart failure ranges from 13% to
39%, while atrial fibrillation occurs in 10-20% of COPD
patients and may reach up to 30% in severe cases [7].
Overall, up to 60% of patients with COPD have at least
one concomitant cardiovascular disease, highlighting
the importance of this cross-burden in clinical
practice [5, 7, 8,9, 10, 11].

Rao S. et al. (2023) [9] conducted a cohort study
of 39,602 individuals aged 55-90 years with a diagnosis
of COPD, identified using validated electronic medical
records in the United Kingdom, between 1990 and 2009.
The association between systolic blood pressure (SBP)
and the risk of cardiovascular endpoints was found to be
monotonic; the group with the lowest SBP (< 120 mmHg)
showed the lowest risk. Compared with the reference
SBP (120-129 mmHg), the adjusted hazard ratios for
the primary outcome were 0.99 (95% CI, 0.93-1.05)
for SBP < 120 mmHg, 1.02 (95% CI, 0.97-1.07) for
SBP 130-139 mmHg, 1.07 (95% CI, 1.01-1.12) for
SBP 140-149 mmHg, 1.11 (95% CI, 1.05-1.17) for SBP
150-159 mmHg, and 1.16 (95% CI, 1.10-1.22) for SBP
> 160 mmHg [9].

On the other hand, Tajeu G. S. et al., 2017 [11],
evaluated the proportion of incident cardiovascular
discase (CVD) events occurring at SBP/DBP
< 140/90 mmHg in a pooled analysis of three
contemporary cohort studies in the United States:
REGARDS (Reasons for Geographic and Racial
Differences in Stroke), MESA (Multi-Ethnic Study
of Atherosclerosis), and JHS (Jackson Heart Study)
(n = 31,856; REGARDS = 21,208, MESA = 6,779;
JHS = 3,869) [11]. The authors found that most events
occurred among participants with systolic/diastolic blood
pressure < 140/90 mmHg, both in those aged < 65 years
(66.7%; 95% CI, 60.5-73.0) and > 65 years (60.3%; 95%
CI, 51.0-69.5) [11].

The coexistence of both COPD and CVD
significantly worsens the course of each disease and
leads to a poorer clinical prognosis. Specifically,
Vogelmeier C. F. et al., 2025 [12], in an 8-year
retrospective observational cohort study of a database
including 250,000 patients with COPD in Germany,
found that patients with COPD died on average 2.3 years
earlier (at 75.7 years) compared to the control group
without COPD (78.0 years) and had a higher number of
comorbidities (mean 4.53 vs. 3.65) [12]. The study also
revealed that in patients with COPD, the risk of heart
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failure was 42% higher (HR 1.42; 95% CI, 1.38-1.47), the
risk of ischemic heart disease was 30% higher (HR 1.30;
95% CI, 1.25-1.35), and the risk of atrial fibrillation was
27% higher (HR 1.27; 95% CI, 1.21-1.32) [12]. Mortality
related to both respiratory and cardiovascular diseases
was more likely in patients with COPD than in the
corresponding control group (3.3% and 1.6% higher after
eight years, respectively), and this figure was substantially
greater (9.8% and 3.4%, respectively) in the subgroup
of COPD patients with multiple/severe exacerbations,
indicating that cumulative mortality increased with the
severity of COPD [12].

Studies have shown that even a slight decline in
lung function is a strong predictor of mortality risk: each
10% reduction in forced expiratory volume in one second
(FEV)) increases cardiovascular mortality by 28% [13].
Overall, CVD accounts for 20-30% of total mortality in
patients with COPD, and these patients die from cardiac
causes as frequently as from respiratory causes [5].
Specifically, mortality from COPD with secondary
pulmonary hypertension increased significantly between
2003 and 2020, indicating a growing burden associated
with this comorbidity [14].

These data convincingly demonstrate that COPD
is not merely a comorbid condition but a powerful and
independent amplifier of cardiovascular risk [15].

Chronic inflammation is considered a key link in
the pathogenesis connecting COPD and CVD. Although
inflammation primarily affects the pulmonary parenchyma,
it leads to the release of pro-inflammatory cytokines
and mediators, such as interleukin-6, tumor necrosis
factor-alpha, and C-reactive protein (C-RP), into the
systemic circulation [16]. These systemic inflammatory
markers can directly contribute to the formation and
progression of atherosclerotic plaques [16]. Specifically,
elevated interleukin-6 levels are a potent stimulator of
hepatic C-RP synthesis, and high concentrations of high-
sensitivity C-RP (e.g., > 3 mg/L) are recognized indicators
of increased cardiovascular risk [17]. While elevated IL-6
levels have been associated with higher mortality risk in
patients with CVD, this marker does not show a direct
association with arterial hypertension [18, 19].

Endothelial dysfunction (ED) is considered an early
and key stage in atherogenesis and the pathogenesis of
CVD [20]. ED is characterized by damage to the vascular
wall and impaired vasodilatory capacity, which in turn
promotes inflammation and thrombosis. Several factors
have been identified that contribute to ED in COPD:

¢ Chronic inflammation. Elevated levels of pro-
inflammatory mediators, such as interleukin-6, tumor
necrosis factor-alpha, and C-RP, disrupt the expression
of intercellular adhesion molecules, facilitating leukocyte
migration across the endothelium and amplifying the
inflammatory process [20].
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+ Ocxidative stress. Elevated levels of reactive
oxygen species lead to endothelial cell damage and
a reduction in the bioavailability of nitric oxide (NO),
a key vasodilator [20].

* Hypoxia. Chronic oxygen deficiency,
characteristic of COPD, enhances the production of
free radicals, contributes to endothelial dysfunction,
and increases vascular resistance, which is one of
the mechanisms leading to hypertension and its
complications [21].

Several studies [22, 23, 24] indicate a significant
increase in the risk of major cardiovascular events
following COPD exacerbations.

It has been established that the cardiovascular risk
is highest during the first 1-30 days after an exacerbation.
Specifically, a meta-analysis by Pirera E. et al., 2025 [24]
showed that the greatest risk occurs within 1-30 days post-
exacerbation. This elevated risk declined over time but
remained persistently higher for acute coronary syndrome
(ACS) even one year after the acute exacerbation [24].

The EXACOS-CV study in Japan [25] found that the
risk of acute coronary syndrome or arrhythmias remained
significantly elevated for up to 180 days, while the risk of
decompensated heart failure (HF) persisted for up to one
year.

The EXACOS-CV study in Spain [26] demonstrated
that the risk of severe cardiovascular events increased
following moderate to severe COPD exacerbations
compared with periods without exacerbations, with the
highest rates observed during the first 1-7 days after the
onset of exacerbation (HR, 10.10; 95% CI, 9.29-10.97)
and remaining elevated for more than 365 days after
exacerbation onset (HR, 1.65; 95% CI, 1.49-1.82).

Researchers consider the period immediately
following an exacerbation to represent a critical window
for clinical intervention and treatment optimization to
prevent future cardiovascular events [24, 27, 28].

Guidelines from the European Society of
Cardiology (ESC), such as the 2024 ESC Guidelines
for the management of elevated blood pressure
and hypertension [21, 28, 29], focus on reducing
cardiovascular risk and adopting a personalized treatment
approach. Emphasis is placed on comprehensive risk
factor management rather than solely on blood pressure
control.

ESC experts have recommended the use of
cardiovascular risk assessment tools — SCORE2
(Systematic COronary Risk Evaluation 2) and, for older
adults, SCORE2-OP (old person). Online calculators for
SCORE2 and SCORE2-OP allow rapid estimation of
cardiovascular event risk in individuals of any age across
different geographic regions [21, 30].
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Another tool is the updated and improved American
Heart Association (AHA) scale, which uses eight key life
principles (Life’s Essential 8 — LES). It allows assessment
not only of cardiovascular risk but also the effectiveness
of both pharmacological and non-pharmacological
interventions [31].

In the study by Lloyd-Jones D. M. et al., 2022 [31],
which included 19,774 participants representing a U.S.
population of 145.2 million individuals aged over 20
years, the overall prevalence of COPD was found to
be 4.5%. The authors reported that the LE8 score was
inversely associated with COPD (adjusted odds ratio =
0.169; 95% CI: 0.115-0.249).

The overall LE8 score was inversely correlated
with spirometric indicators of COPD and with nicotine
exposure. The researchers noted that smoking cessation
plays a crucial role in maintaining optimal cardiovascular
health and reducing the burden of COPD [32, 33].

A higher total score on the LE8 scale was
inversely associated not only with the prevalence of
COPD but also with all-cause mortality in patients with
COPD [32, 34, 35].

Khan S. S. et al., 2023 [36] published an enhanced
American Heart Association risk prediction tool
(PREVENT) for cardiovascular events among U.S. adults
aged 30-79 years without known cardiovascular disease.
The sample included data from the medical records of
3,281,919 U.S. residents and captured the occurrence
of atherosclerotic cardiovascular disease or heart failure
among participants between 1992 and 2017. Predictors
included traditional risk factors (smoking, systolic blood
pressure, cholesterol levels, use of antihypertensive drugs
or statins, and diabetes) as well as estimated glomerular
filtration rate. Models were sex-specific, race-neutral,
age-stratified, and adjusted for the competing risk of non-
cardiovascular death. Over a mean follow-up of (4.8 +
3.1) years, 211,515 cardiovascular events were recorded.
This risk model demonstrated good prognostic value
in the general population as well as in demographic and
cardio-renal-metabolic subgroups (e.g., obesity, diabetes,
and chronic kidney disease) [36].

Thus, existing cardiovascular risk (CVR)
assessment tools have certain limitations, particularly in
the presence of comorbidities, highlighting the need for
further refinement and consideration of additional risk
factors for the development of cardiovascular disease
and its complications [36, 37]. One such marker is
serum galectin-3 (Gal-3) [38]. Zhao X. et al. (2024), in
a meta-analysis including twelve case-control studies,
found significantly higher serum Gal-3 levels in patients
with COPD compared to controls without COPD
(P < 0.001) [38]. The meta-analysis also demonstrated
higher serum Gal-3 levels in patients experiencing COPD
exacerbations compared to those with stable COPD

KniniyHa Ta npodinakrnyna meaunnna, Ne 1 (47) /2026

(P < 0.001). Participant age and sex did not significantly
affect the results (P for subgroup differences > 0.05) [38].

Among other biomarkers for risk stratification,
high-sensitivity cardiac troponin T (hs-cTnT) has been
highlighted. This biomarker reflects myocardial injury
and shows a stronger correlation with cardiopulmonary
function indicators — such as forced expiratory volume
in one second (FEVi:) and 6-minute walk distance —
compared to other markers, including galectin-3
(Gal-3) [37, 39]. It is considered more sensitive for
assessing cardiac function and predicting cardiovascular
risk, particularly in patients with COPD [37, 39]. For
instance, Neukamm A. et al. (2026), in a prospective
cohort study including 275 patients from the outpatient
clinic of Akershus University Hospital and the Glittre
Pulmonary Rehabilitation Clinic [39], evaluated COPD
severity and cardiovascular risk factors, as well as
recorded all-cause mortality over a mean follow-up of
2.8 years. The authors found frequent elevation of hs-
cTnT levels in patients with stable COPD without overt
cardiovascular disease, which was also associated with
increased mortality, independent of COPD severity and
other cardiovascular risk factors [39].

Studies indicate that elevated fibrinogen levels
serve as a marker for future cardiovascular events. For
example, MacLeod M. et al. (2023) conducted a cohort
study in patients with COPD exacerbations in London
from 1995 to 2022 to assess the prognostic value of
plasma fibrinogen levels (> 3.5 g/L vs. < 3.5 g/L) for
future cardiovascular risk in COPD patients [40]. The
researchers found that the risk of acute cardiovascular
events (myocardial infarction or stroke) was higher
among those with baseline fibrinogen levels > 3.5 g/L
compared to < 3.5 g/L (HR 4.46; 95% CI: 1.63-12.25;
P = 0.004) [40]. The authors concluded that fibrinogen
level may serve as a useful biomarker of cardiovascular
risk in COPD [40].

In another study [41], it was found that in
patients with COPD, the risk of acute cardiovascular
events was 4.46 times higher when plasma fibrinogen
levels were > 3.5 g/L. The researchers noted that
plasma fibrinogen levels increased as FEV: decreased,
demonstrating a significant inverse correlation between
plasma fibrinogen and predicted FEVi.. However, no
significant association was found between fibrinogen
levels and mortality [41]. The authors concluded that
elevated plasma fibrinogen may serve as an indicator of
COPD severity and a poor prognostic factor for disease
progression [41].

Another cardiovascular risk factor in patients with
COPD is the N-terminal pro-brain natriuretic peptide
(NT-proBNP), which is commonly used in clinical
practice to assess the severity of heart failure [42]. Su X.
et al. (2023), in a meta-analysis including 29 studies with
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8,534 participants, found that NT-proBNP is a biomarker
that exhibits significant variation at different stages of
COPD [42]. Fluctuations in NT-proBNP levels may reflect
the severity of pulmonary hypoxia and inflammation, as
well as cardiovascular stress in patients with COPD [42].
Therefore, assessing NT-proBNP levels in COPD patients
can aid in making informed clinical decisions.

Fractional exhaled nitric oxide (FeNO) is an acceptable
and non-invasive marker for assessing eosinophilic airway
inflammation. Keeratichananont W. et al., 2024 [43], found
that patients with COPD and high FeNO levels exhibited
worse clinical outcomes (exacerbations, hospitalizations,
and all-cause mortality) compared to those with low FeNO
levels. The authors concluded that FeNO may serve as
a useful biomarker for predicting clinical outcomes in COPD
patients [43]. However, the small sample size (18 patients
with high FeNO versus 42 patients with low FeNO) limits
definitive conclusions regarding the use of this marker for
prognosis based solely on its values and highlights the need
for further research.

Another cardiovascular risk marker is elevated
C-reactive protein (C-RP), which has been associated with
more than a twofold increased risk of mortality among
individuals with a history of COPD compared to those
without COPD [44].

There is a moderate amount of evidence from
heterogeneous studies suggesting the value of serum
C-RP and procalcitonin in differentiating bacterial from
non-bacterial COPD exacerbations [45]. However, the
association between bacterial COPD exacerbations and
elevated levels of IL-1B, IL-6, myeloperoxidase, and
neutrophil elastase in sputum remains controversial [45].

DISCUSSION

Arterial hypertension is one of the most common
comorbidities in patients with COPD, with prevalence
estimates ranging from 28% to over 50%, depending on
the studied population and diagnostic criteria [4]. COPD
significantly impacts cardiovascular risk. Specifically,
cardiovascular disease accounts for 20-30% of total
mortality in patients with COPD, and these patients die
from cardiac causes as frequently as from respiratory
causes [5].

It has been demonstrated that cardiovascular risk
(CVR) increases during COPD exacerbations, with the
highest risk observed within the first 1-30 days following
an exacerbation [24, 25, 26].

ESC experts have recommended using CVR
assessment tools — SCORE2 and, for older adults (old
person — OP), SCORE2-OP — for patients with arterial
hypertension or dyslipidemia [21]. Unfortunately, there
is a lack of studies evaluating CVR using these scales
specifically in patients with COPD.
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The most extensively studied tool in patients with
COPD is the LES8 scale, which allows assessment not only
of cardiovascular risk (CVR) but also of adherence to both
non-pharmacological and pharmacological risk-reduction
strategies. The overall LES score was inversely correlated
with spirometric indicators of COPD and with nicotine
exposure. Researchers emphasize that smoking cessation
plays a crucial role in maintaining optimal cardiovascular
health and reducing the burden of COPD [32, 33].
A higher total score on the LE8 scale demonstrated
an inverse correlation not only with the prevalence of
COPD but also with all-cause mortality in patients with
COPD [32, 34, 35].

The enhanced American Heart Association risk
prediction tool for cardiovascular events (PREVENT)
demonstrates good prognostic value in the general
population of U.S. adults aged 30-79 years without known
cardiovascular disease, as well as in patients with obesity,
diabetes, and chronic kidney disease [36]. However, studies
evaluating cardiovascular risk using the PREVENT scale
specifically in patients with COPD are lacking.

Existing cardiovascular risk (CVR) scales and
their corresponding online calculators are primarily
recommended for use in patients with arterial hypertension
and dyslipidemia; however, they have certain limitations in
patients with COPD.

Additional risk factors commonly observed in both
COPD and hypertension (e.g., Gal-3, NT-proBNP, hs-
cTnT, C-RP, plasma fibrinogen, etc.) also warrant attention
and further investigation in the context of these comorbid
conditions.

A high cardiovascular risk (CVR) score serves as
a rationale for implementing both non-pharmacological
and pharmacological preventive measures [46, 47]. These
preventive strategies have been primarily developed for
patients with hypertension [21]. Currently, there is a lack
of evidence-based recommendations for CVR prevention
in patients with comorbid conditions, particularly those
with dyslipidemia and COPD, highlighting the need for
further research.

CONCLUSIONS

1. The results of this study demonstrate that COPD
is not merely a comorbidity but a strong and independent
amplifier of cardiovascular risk in patients with hypertension.

2. The currently wupdated cardiovascular risk
assessment tools are recommended for use primarily in
patients with elevated blood pressure and hypertension,
but there is a lack of studies supporting the application of
these tools in patients with concomitant COPD.

Prospects for future research. The results of this
study highlight the need for further investigation and
refinement of comprehensive cardiovascular risk (CVR)
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assessment in patients with COPD and dyslipidemia or
hypertension. Promising areas include research on both
non-pharmacological and pharmacological prevention and
management of CVR in patients with comorbid conditions,
particularly those with COPD and dyslipidemia. Additional
risk factors common to both COPD and hypertension (e.g.,
Gal-3, NT-proBNP, hs-cTnT, C-RP, plasma fibrinogen,
etc.) also influence prognosis and warrant further study in
this comorbid population.
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Pe3rome

ISAP}JIOBACKYHHPHVII?I PU3UK Y NALIEHTIB 3 XPOHIYHUM OBCTPYKTUBHUM 3AXBOPHOBAHHAM NErEHb
W NiABULWEHUM APTEPIANIbHUM TUCKOM TA APTEPIAIIbHOIO FNEPTEH3IEO
Bikropisa O. 36iTHeBa, CtaHicnaB E. BypsaukiBcbkuii, OneHa b. BonowwuHa, Ipuna B. Banawosa, AHgpii A. Bonowux

Opecbkni HaLioHanbHUI MeauyHui yHiBepeuteT MO3 Ykpainn, M. Ogeca, Ykpaita

Bcryn. CMepTHIiCTH BiJi cepLeBO-CyJUHHUX 3axBOpoBaHb CTaHOBUTb 20-30% Bif 3arajibHOI CMEPTHOCTI
y Mali€HTIB i3 XpOHIYHUM OGCTPYKTUBHUM 3aXBOPIOBAaHHSIM JiereHb, 1[0 0OYMOBJIIOE HEOOXIAHICTb OLiHKH Y HUX
Kap/lioBacKyJISIpHOTO PU3UKY.

Merta. [IpoaHasidyBaTy cydyacHi HayKoBi my6Jiikanil i BU3HAaYUTH OCOGJMBOCTI KapZiOBaCKyJSPHOrO PHU3UKY Ta
MeTOZiB HOT0 OI[iHKH /J1 BU3HAYeHHsI IPOTHO3Y Y MaliEHTIB 3 XpOHIYHUM 0OGCTPYKTUBHUM 3aXBOPIOBaHHSM JIer€Hb
i MiABUIEHUM apTepiaJlbHUM TUCKOM Ta apTepia/JbHOIO TinepTeHsi€lo.

Marepiasnun Ta Metoau. [lomwyk JiiTepaTypHUX [Kepes 3AilicHIOBaBcs cepeh Myo6Jikamid y BiJKpUTHX 6asax
PubMed/ MEDLINE, Web of Science, Scopus Ta Google Scholar i ouiHioBaBcs 3a 3araJJbHONPUHHATUMU KPUTEPIAMU
BCiMa aBTOpaMH.

PesyibTaTu. AHaMi3 [JOCTiPKEHb CBiAYUTb, L0 XpPOHiYHE OOCTPYKTHBHE 3aXBOPIOBAHHA JIereHb CYTTEBO
BIJIMBAE Ha IOKAa3HUKH KapZiOBaCKYJSPHOIO PU3HMKY, iCTOTHO 36inblIyrour Iji mokasHUkW nepii 1-30 pHiB mics
3aroCcTpeHHs. B cTaTTi po3mIsHYTO NPOrHOCTHYHY LiHHICTb CyYaCHUX IIKaJI OLIHKY MOKa3HUKIB KapAioBaCKyJIspHOTO
pu3uky - SCORE2 (score - omninka), AJis nanieHTiB noxuioro Biky (old person - OP) - SCORE2-0OP, mkana ouinku 8
HaWBaXKJIMBILIUX ®KUTTEBUX NpuHIUMIB (Life’s essential 8 — LE8) Ta mikasa nporHo3yBaHHsI pU3UKY CEPLIEBO-CYJUHHUX
3axBoproBaHb (Predicting Risk of Cardiovascular Disease EVENTs - PREVENT™). IcHytoui mikasu i BignoBigHi oHIaliH
Ka/lbKyJAATOPU KapZAiOBacKyJspPHOrO PHU3UKYy PEeKOMEeHJI0BaHi [Jil 3aCTOCYBaHHA NepeAyciM INpH MiJBHULIEHOMY
apTepiasibHOMY THCKY Ta apTepiasibHil rinepTeHsii, mpoTe BOHH MalTh CBOI 0OMeXEHHS B MAI[iEHTIB 3 XPOHIYHUM
OOCTPYKTMBHUM 3aXBOPIOBAaHHSM JiereHb. [HIII ¢akTopu pU3UKY, 30KpeMa, rajeKTHH-3, C-peakTUBHHUU NpPOTEiH,
$i6prHOreH Ta iHLI TaKOXK NOTPEOYIOTh YBAaru i moJasbIINX AOCAiKEeHb PU CIIOJIYYEHH] [IUX 3aXBOPIOBaHb.
BHCHOBKH. Pe3ysbTaTH LbOro AOC/TIMKEHHS JEeMOHCTPYIOTh, 110 XpOHiUHe OOCTPYKTHBHE 3aXBOPIOBAHHS JiereHb
€ He IIPOCTO CYNMyTHIM 3aXBOPIOBAHHSM, a NMOTY:KHHUM i He3aJe)XKHUM (aKTOpPOM MiJBUIIEHHS CepLeBO-CyJUHHOTO
PU3UKy y THaLieHTIB 3 apTepia/ibHOW0 rinepTeHsiero. CydyacHi IIKaJW OLIiHKM KapZiOBaCKYJISPHOTO PU3UKY
peKOMeHj0BaHi /Jid 3aCTOCyBaHHA NepeAyCiM B MAaLi€EHTIB 3 MiJBUIEHUM apTepiaJibHUM THUCKOM Ta apTepiaJbHOI0
rinepTeH3i€lo, NpoTe OpaKye AOCTi[KeHb Ta peKOMeHJalil, fiKi 06rpPyHTOBYIOTh 3aCTOCYBaHHS IUX IIKaa JJis
BU3HaueHHs NIPOTHO3Y B NMALli€HTIB 3 CYNMyTHIM XpOHIYHUM 06CTPYKTUBHUM 3aXBOPIOBAHHSIM JIereHb.

Karouoegi cnoea: XpoHiuHe 0GCTPYKTUBHE 3aXBOPIOBAHHA JIereHb, MiABUIEHUN apTepia/ibHUAN THCK, apTepiaJibHA
rinepreHs3is, KapAioBacKy/IApHUM PU3UK
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