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Abstract: Metabolic dysfunction-associated steatotic liver disease frequently coexists with
type 2 diabetes mellitus, resulting in increased cardiometabolic risk. Pharmacologic agents such as
glucagon-like peptide-1 receptor agonists and sodium-glucose cotransporter-2 inhibitors may improve
lipid metabolism and cardiovascular outcomes, but comparative data remain limited. To evaluate
and compare the magnitude of change (delta values) in lipid profile parameters and cardiovascular
risk scores, assessed using five validated stratification tools, in patients with vetabolic dysfunction-
associated steatotic liver disease and type 2 diabetes mellitus following 6-month treatment with
liraglutide or dapagliflozin. Materials and This 6-month prospective, randomized study included
72 patients with metabolic dysfunction-associated steatotic liver disease and type 2 diabetes mellitus
allocated to three groups: control (lifestyle intervention, n=23), dapagliflozin (10 mg daily; n=26),
or liraglutide (up to 1.8 mg daily; n=23). Lipid profiles and cardiovascular risk were assessed at
baseline and after treatment using five validated tools (Globorisk, Framingham Risk Score, ASCVD
Risk Calculator, PROCAM, WHO CVD chart). Intergroup comparisons were based on changes
from baseline. All groups showed significant within-group improvements in lipid parameters, with
reductions in total cholesterol, low-density lipoproteins, and triglycerides and increases in high-
density lipoproteins (p<0.001). The liraglutide group demonstrated greater improvements in total
cholesterol, low-density lipoproteins, and high-density lipoproteins compared to control and
dapagliflozin (p<0.01). Cardiovascular risk scores declined significantly within each group. Between-
group comparisons revealed significant differences for the Framingham score (favoring liraglutide
over control) and the PROCAM score (favoring both pharmacologic treatments over control). No
consistent differences were observed between liraglutide and dapagliflozin across other risk models.
Both liraglutide and dapagliflozin improved lipid profiles and reduced cardiovascular risk in patients
with metabolic dysfunction-associated steatotic liver disease and type 2 diabetes mellitus. Although no
statistically significant superiority of liraglutide over dapagliflozin was confirmed for cardiovascular
risk scores, a consistent trend toward greater lipid improvement was noted. Further studies with larger
samples and longer follow-up are needed to clarify these findings.

Keywords: Liver Diseases, Cardiovascular Risk, Liraglutide, Dapaglifiozin, Type 2 Diabetes
Mellitus, Metabolic Dysfunction-Associated Steatotic Liver Disease.
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Introduction

Metabolic dysfunction-associated steatotic
liver disease (MASLD) is increasingly recog-
nized as a major hepatic manifestation of systemic
metabolic dysfunction [1]. Among its strongest
associations is with type 2 diabetes mellitus
(T2DM), a condition present in more than 55%
of patients with MASLD and known to accelerate
both hepatic and cardiovascular complications
[2-3]. The coexistence of MASLD and T2DM has
been associated with greater severity of steatosis,
higher fibrosis progression rates, and increased
risk of cardiovascular events [4].

Dyslipidemia plays a central role in the
pathophysiology of MASLD, especially in
patients with T2DM, in whom characteristic alte-
rations include elevated triglycerides, decreased
high-density lipoprotein cholesterol (HDL-C),
and increased levels of small dense low-density
lipoproteins (LDL-C) [5]. These changes not
only promote hepatic fat accumulation but
also represent key drivers of atherosclerotic
cardiovascular disease (ASCVD) [6].

Recent guidelines underscore that cardio-
vascular disease, not liver-related complications,
remains the leading cause of mortality in patients
with MASLD, especially when accompanied by
T2DM. This dual metabolic burden requires an
integrated approach to risk reduction, including
aggressive managementoflipid abnormalities and
careful assessment of individual cardiovascular

risk [7].
Multiple validated tools are available
to estimate 10-year cardiovascular risk,

such as the ASCVD Risk Calculator (ACC/
AHA), Framingham Risk Score, Prospective
Cardiovascular Miinster (PROCAM) Score,
WHO cardiovascular risk charts, and Globorisk
[8-12]. While these instruments are widely
used, they typically do not account for hepatic
steatosis or fibrosis, which may influence
cardiovascular outcomes [5]. Consequently,
dynamic assessment of changes (delta values) in
these scores during therapy may offer additional
insight into treatment effectiveness.

In recent years, several antidiabetic agents
have gained attention for their hepatometabolic
effects beyond glucose control. Glucagon-
like peptide-1 receptor agonists (GLP-1 RAs)
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and sodium-glucose cotransporter-2 (SGLT2)
inhibitors are widely used in the management
of T2DM and have demonstrated benefits in
reducing liver fat content, improving liver
enzymes, lipid parameters and potentially
lowering cardiovascular risk [13—14].

Liraglutide, a GLP-1 RA, reduces hepatic
steatosis  primarily through weight loss,
improvement in insulin sensitivity, and anti-
inflammatory effects. Additionally, it has been
shown to enhance reverse cholesterol transport
and increase HDL-C levels, contributing to
improved lipid homeostasis [13].

Dapagliflozin, an SGLT2 inhibitor, exerts
its effect by promoting glucosuria, improving
glycemic control, and inducing mild caloric loss.
In MASLD, its mechanisms include reduction
of hepatic fat infiltration, improvement of
mitochondrial function, and downregulation of
lipogenesis via suppression of liver X receptor
alpha (LXRa)-mediated pathways [15]. These
complementary mechanisms suggest both agents
may be effective in ameliorating the hepatic
and cardiovascular burden in this high-risk
population.

However, head-to-head comparisons of
these agents in MASLD patients with T2DM are
limited, particularly in terms of direct evaluation
of the magnitude of change in lipid profile
components and cardiovascular risk scores
during treatment [16].

Aim

To evaluate and compare the magnitude of
change (delta values) in lipid profile parameters
and cardiovascular risk scores, assessed using
five validated stratification tools, in patients
with MASLD and type 2 diabetes mellitus
following 6-month treatment with liraglutide or
dapagliflozin.

Materials and Methods

This study was conducted as part of a
dissertation project at the clinical base of
the Department of Internal Medicine Nel,
Bogomolets National Medical University (Kyiv,
Ukraine).

All procedures adhered to ethical standards
set forth in the Declaration of Helsinki, the
Council of Europe Convention on Human
Rights and Biomedicine, and national legislation
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of Ukraine. All participants provided written
informed consent prior to enrollment.

Patients. Eligible participants were adults
aged 26 to 67 years with previously confirmed
diagnoses of both metabolic dysfunction-
associated steatotic liver disease (MASLD) and
type 2 diabetes mellitus, as defined by the 2023
MASLD criteria [17].

Key exclusion criteria included any history of
cardiovascular events, liver cirrhosis, alcoholic
liver disease, viral hepatitis, malignancies,
hematologic disorders, pregnancy, or lactation.

Study Design. This was a prospective,
randomized, parallel-group study employing
a two-stage stratification approach. A total
of 72 patients met the inclusion criteria were
enrolled and randomly assigned into two main
groups. The control group (n=23) received
standard lifestyle modification therapy, which
included adherence to a Mediterranean diet
and at least 150 minutes of moderate-intensity
aerobic activity per week.

The remaining 49 patients were allocated to
the pharmacologic intervention group, which
combined the same lifestyle recommendations
with antidiabetic drug therapy. In the second
phase of stratification, this group was subdivided
into two treatment arms:

— Group A (n=26) received dapagliflozin at

a fixed daily dose of 10 mg for 6 months.
— Group IB (n = 23) received liraglutide,
initiated at 0.6 mg once daily and titra-
ted weekly up to 1.8 mg, maintained
throughout the 6-month period.

Randomization was performed using a
computer-generated sequence and stratified by
age to ensure balance across study arms and
subgroups.

Study Visits. At baseline, each patient
underwent a comprehensive clinical evaluation,
including history-taking, physical examination,
liver steatometry (Soneus P7, UltraSign,
Ukraine), and laboratory testing (lipid profile,
alanine aminotransferase [ALT], aspartate
aminotransferase [AST]). All assessments were
repeated after the 6-month intervention period to
evaluate treatment effects.

Cardiovascular Risk Assessment. Cardio-
vascular risk was evaluated at baseline and

ISSN 2786-6661
eISSN 2786-667X

after 6 months using five validated scoring
tools: the ASCVD Risk Calculator (ACC/
AHA), Framingham Risk Score, Prospective
Cardiovascular Miinster (PROCAM) Score,
WHO CVD Risk Charts, and Globorisk [8-12].
These models were selected for their relevance
to populations with metabolic dysfunction, as
they incorporate type 2 diabetes mellitus and/or
lipid profile indicators.

Statistical Analysis. Statistical analyses
were performed using IBM SPSS Statistics
software (version 29.0). Data distribution was
assessed using the Shapiro—Wilk test. Normally
distributed variables were expressed as mean =+
standard deviation (SD), while non-normally
distributed data were reported as median and
interquartile range [Median (Q1-Q3)].

Comparisons between two groups were made
using the independent samples t-test (for normal
distribution) or the Wilcoxon rank-sum test (for
non-normal distribution). Differences among three
groups were analyzed using one-way ANOVA
or the Kruskal-Wallis test, as appropriate. Post
hoc pairwise comparisons were adjusted using
the Bonferroni correction. Categorical variables
were compared using the chi-squared (y?) test.
Statistical significance was set at p < 0.05.

Results

Table 1 summarizes the baseline demographic,
clinical, and biochemical characteristics of the
study population. Participants were divided into
three groups: control (n = 23), dapagliflozin
group (Group IA, n = 26), and liraglutide group
(Group IB, n = 23). Baseline comparability
across groups supports the validity of subsequent
intergroup comparisons.

Significant improvements in lipid profile
parameters were observed in all three groups
after 6 months of treatment. Total cholesterol,
LDL cholesterol, and triglyceride Ilevels
decreased significantly, while HDL cholesterol
levels increased (p < 0.001 for all within-group
comparisons). Summary data are presented in
Table 2.

Similarly, all five cardiovascular risk
assessment tools demonstrated statistically
significant reductions in each group following
the intervention (p < 0.05 for all within-group
comparisons).
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Table 1. Baseline characteristics of study participants. X+SD or Me [25%;75%]

Indicators Conglro=l 2g3r)0up %‘10:1; 61;4 (i;O:g ;)B osfl ﬁlililf?::llsz,

Age, years 46.9£9.5 46.9+£9.3 46.5+9.5 p=10.99

Men 15 (65 %) 19 (73 %) 17 (74 %)
Sex p=0.31

Women 8 (35 %) 7 (27 %) 6 (26 %)
Severity of S1 5(21.7 %) 5(19.2 %) 3 (13 %)
steatosis S2 10 (43.5 %) 8 (30.8 %) 11 (47.8 %) p=0.70
distribution S3 8 (34.8 %) 13 (50 %) 9 (39.2 %)
Smoking (yes, %) 7 (30.4 %) 7 (26.9 %) 6 (26 %) p=0.94
Medication use (yes, %) * 3 (13 %) 4 (15.4 %) 2 (8.7 %) p=0.78
Arterial hypertension (yes, %) 5(21.7 %) 7 (26.9 %) 4(17.4 %) p=0.72
Other comorbidities (yes, %) ** 2 (8.7 %) 5(19.2 %) 2 (8.7%) p=0.43
Systolic blood pressure (mmHg) 131.8 £14.3 133.9+16.5 135.2+15.2 p=0.78
Body mass index (kg/m2) 31.9+3.0 32.5+29 341+39 p=0.08
ALT (IU/L) 31[18; 38] 32.5[25;43] 33 [25; 40] p=0.52
AST (IU/L) 27 [23; 41] 28 [24; 35] 27 [21; 38] p=0.85
Total cholesterol (mmol/L) 57£1.0 59+£09 57+£09 p=0.77
LDL-C (mmol/L) 34+0.8 33+0.8 3.5+0.7 p=0.84
HDL-C (mmol/L) 1.1[1.1; 1.4] 1.3[1.1; 1.4] 1.1 [1.0; 1.3] p=0.42
Triglycerides (mmol/L) 2.111.9; 2.8] 2.3[1.9;2.8] 2.211.9;2.9] p=0.93
Globorisk (10-year risk, %) 27.9[16.7;33.9]| 30.5[21.4;44.6]| 20.8[15.7;40.2] p=0.22
Framingham (10-year risk, %) 15.119.2;21.5]| 17.7[13.5;32.5]| 15.2[10.1; 30.3] p=0.62
ég(;/e AHA ﬁ%fj)v b 89[42:11.7]| 11.2[78,202]| 7.9(38,17.71| p=0.30
PROCAM (10-year risk, points) 394+94 443+99 412+11.2 p=0.30
WHO CVD (10-year risk, %) 16 [13; 17] 19 [14; 27.5] 16 [10; 26] p=0.34

Note: * —medication use includes levothyroxine, sertraline or antihypertensive therapy (perindopril, enalapril +
hydrochlorothiazide or valsartan); ** — other comorbidities include autoimmune thyroiditis, hypothyroidism,

depressive disorder.

Changes in lipid profile parameters and
cardiovascular risk scores across the three study
groups over the 6-month treatment period are
presented in Table 3. All groups demonstrated
reductions in total cholesterol, LDL-C, and
triglycerides, along with an increase in HDL-C.
The liraglutide group showed significantly
greater changes in total cholesterol (p < 0.01 vs.
control), LDL-C (p < 0.01 vs. both groups), and
HDL-C (p < 0.01 vs. both groups). Triglyceride
reductions were also more substantial in both

intervention groups compared to the control
group (p < 0.01), with no significant difference
between Group IA and Group IB (p > 0.05).
Regarding cardiovascular risk scores, all
five tools demonstrated numerical reductions in
each group. Statistically significant intergroup
differences were observed for the Framingham
and PROCAM scores. For the Framingham
score, a greater reduction was observed in the
liraglutide group compared to the control group
(p = 0.04). In the PROCAM score, both the
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Table 2. Intra-group changes in lipid profile and cardiovascular risk (five scales) before
and after 6-month therapy in MASLD patients. X£SD or Me [25%;75%].

°o <
Control group (n = 23) Group IA (n = 26) Group IB (n = 23) § 2
<5}
Indicators & é Y
= o
Before After Before After Before After %” o
(=}
Total pl <0.001
cholesterol 57+1.0 51+0.8 59+09 51+0.8 57+09 4.7+0.8| p2<0.001
(mmol/L) p3 <0.001
LDL-C pl <0.001
(mmol/L) 34+0.8 3.0+£0.7 33+0.8 29+0.7 3.5+0.7 2.7£0.6| p2<0.001
p3 <0.001
HDL-C 1.1 1.2 1.3 1.4 1.1 1.4 gé z 888}
(mmol/L) [1.1; 1.4] [1.1; 1.4] [1.1; 1.4] [1.2; 1.5] [1.0; 1.3] [1.2; 1.5] p3 <0.001
Triglycerides 2.1 1.87 23 1.8 2.2 1.6 g; Z 888}
(mmol/L) [1.9:2.8)| [172:2.38])  [1.9;28]| [15:22]| [1.9:29]| [13:2.1]] 750y
815";‘;2:1‘ 27.9 22.1 30.5 21.9 20.8 14.8 gé j 8‘88}
risk. %) [16.7;33.9]| [13.2; 27.6]| [21.4; 44.6]| [18.4;37.2]| [15.7; 40.2]| [10.5; 28.6] p3 <0.001
(Flrgf‘;‘;grham 15.1 11.9 17.7 14.9 15.2 12.7 gé ) 8'88}
risk. %) [9.2;21.5]| [7.3;16.6]| [13.5;32.5]| [9.7;25.4]| [10.1;30.3]| [5.9;20.4] p3<0.001
ACC/AHA
ASCVD 8.9 6.5 11.2 6.4 7.9 41| IO
(10-year [4.2;11.7]| [3.1;9.1]| [7.8;20.2]| [5.5;15.2]] [3.8;17.7]| [2.2;11.1] p '
. p3 <0.001
risk, %)
PROCAM pl <0.001
(10-year 394+94| 348+9.7| 443+£99| 364+£90| 41.2+11.2| 349+9.6| p2<0.001
risk, points) p3 <0.001
ggf;)engD 16 15 19 16 16 13 g; - 8'88;
risk. %) [13;17]|  [11;16]] [14;27.5]1| [13;24]|  [10;26] [3: 18] 73 <0001

Note: pl - statistical significance of the difference between the control group and Group IA, p2 - statistical
significance of the difference between the control group and Group IB, p3 - statistical significance of the
difference between Group IA and Group IB.

evaluated for changes in lipid profile parameters
and cardiovascular risk using five validated
stratification tools (Globorisk, Framingham Risk
Score, ASCVD Risk Calculator, PROCAM,
and WHO CVD risk chart) [8-12]. The analysis
focused on the magnitude of change (delta
values) to assess the comparative effectiveness
of liraglutide and dapagliflozin, alongside
standardized lifestyle intervention.

dapagliflozin group (p = 0.02) and the liraglutide
group (p = 0.04) showed significantly greater
reductions versus control. No statistically
significant differences were found between the
intervention groups for any of the cardiovascular
risk tools (p > 0.05).

Discussion

In this 6-month prospective study, patients
with MASLD and type 2 diabetes mellitus were
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Table 3. Intergroup comparison of changes (A) in lipid profile and cardiovascular risk scores after
6 months of treatment (X = SD or Me [25%; 75%]).

. Control group Group IA Group IB Significance
Indicators (n=23) (n = 26) (n=23) of difference, p
pl <0.05
Total cholesterol -0.54 [-0.65; -0.44] | -0.74 [-0.88;-0.65] | -0.97 [-1.21;-0.85]|  p2 <0.01
(mmol/L)
p3 <0.01
LDL.C pl >0.05
-0.42 [-0.48; -0.32] | -0.44 [-0.48; -0.35] | -0.77 [-0.83;-0.66]|  p2<0.01
(mmol/L)
p3<0.01
] pl <0.01
(}i?nfol(fm 0.05 [0.03; 0.05] 0.13[0.1; 0.14] 0.23[0.2;0.26]| p2<0.01
p3<0.01
Triglycerides ) ] ) pl<0.01
-0.28 [-0.31;-0.22] | -0.53 [-0.61; -0.44] | -0.65[-0.89;-0.59]| p2<0.01
(mmol/L)
p3 > 0.05
Globorisk _
(10year risk, %) -0.52 + 1.46 -0.64+2.87 0.67+456| p=035
. pl =0.52
f{gmgffi %) -3.59+1.78 476 +3.43 -6.28+4.58|  p2=0.04
y » /0 p3 =034
ACC/AHA ASCVD , , , _
(10-year risk. %) 2.34[-2.93;-1.17] | -3.76 [-5.42; -1.82] | -2.66 [-5.68;-1.41]| p=0.27
pl =0.02
f&?iﬁ\ﬁsk oints) 4.67+2.83 787 +4.4 7.62+3.58| p2=0.04
y P p3=0.97
WHO CVD . , . _
(10-year risk, %) 2[-3;-1] 3 [4; -1] 307521 p=0.06

Note: p — statistical significance of the overall difference between the three groups; pl — significance between
control and Group IA; p2 — between control and Group IB; p3 — between Group IA and Group IB.

Within-group analysis demonstrated sig-
nificant improvements in all lipid profile
components across the three study groups,
confirming the metabolic benefit of both
pharmacological and non-pharmacological
approaches [18]. Notably, the liraglutide group
showed the most pronounced improvements in
total cholesterol, LDL-C, and HDL-C levels
compared to the control and dapaglifiozin
groups [19]. These findings are consistent with
previously reported data on the lipid-modulating
effects of GLP-1 receptor agonists, which are
thought to enhance reverse cholesterol transport,
reduce hepatic lipogenesis, and improve insulin
sensitivity [14].

Triglyceride levels also decreased signi-
ficantly in all groups, with both pharmacologic

interventions outperforming lifestyle modifi-
cation alone. Although liraglutide demonstrated
numerically greater triglyceride reduction
compared to dapaglifiozin, the difference did not
reach statistical significance [20].
Cardiovascular risk, as assessed by all five
tools, declined significantly within each group.
Intergroup comparisons revealed that the
liraglutide group achieved a greater reduction in
Framingham risk score compared to the control
group, while both active treatment groups
demonstrated significantly greater reductions
in PROCAM scores. No statistically significant
differences were observed between the two
pharmacologicagentsacrosstheotherriskmodels,
which may reflect the overall effectiveness of
both drugs in addressing cardiometabolic risk,
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as well as the inherent limitations of standard
cardiovascular risk calculators in detecting
subtle therapeutic differences, particularly in
populations with existing metabolic disease [21].

Although liraglutide did not demonstrate
statistically ~ significant  superiority  over
dapagliflozin in the change of lipid parameters
and cardiovascular risk scores, a numerical
trend toward a greater effect was observed. This
trend can be explained by the limited duration
of treatment and the small sample size. This
observation warrants further investigation in
larger, longer-term studies.

Conclusions

This 6-month prospective study demonstrated
that both liraglutide and dapagliflozin
significantly improved lipid profiles and reduced
cardiovascular risk in patients with MASLD and
type 2 diabetes mellitus. Total cholesterol, LDL
cholesterol, and triglyceride levels decreased,
while HDL cholesterol increased in all study
groups.

Intergroup comparisons based on changes
from baseline (delta values) revealed more
pronounced improvements in total cholesterol,
LDL-C,and HDL-Clevels in the liraglutide group
compared to both the control and dapaglifiozin
groups, suggesting a potential advantage of
GLP-1 receptor agonists in modulating lipid
metabolism.

Cardiovascular risk, assessed using five
validated  stratification  tools, decreased
significantly within each group. Statistically
significant intergroup differences were observed
for the Framingham score, favoring liraglutide
over control, and for the PROCAM score,
favoring both pharmacological treatments over
lifestyle modification alone, with no consistent
difference between liraglutide and dapagliflozin.

The observation that only the PROCAM
score demonstrated statistically significant
intergroup differences for both pharmacological
treatments, while the Framingham score detected
a significant difference only for liraglutide versus
control, suggests that these models may be more
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sensitive to capturing between-group treatment
effects in this specific patient population.
However, this hypothesis requires confirmation
in larger studies.
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IopiBHAJBLHNH BIVIMB JipariayTuay Ta ganariigio3uny
Ha JimigHuii npodiib i cepueBo-CyIMHHUNA PU3HK
y NAIi€EHTIB 3 CTEATOTUYHOI0 XBOPOOOI0 MEYiHKH, ACOUiHOBAHOI0
3 MeTa00JIYHOI0 NNCPYHKIIIE€I0, TA HYKPOBUM iadeToM 2 THILY:
paHjoMi30oBaHe 6-MicsiuHEe TOCTiIKEeHHS
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Anomauyin: Cmeamomuuna xeopooa neuinku, acoyitlo8ana 3 MemaooniyHow OUc@hyHKYIE, 4acmo
NOEOHYEMBCS 3 YYKPOBUM Oiabemom 2 muny, wo npuzeooums 00 nio8ULeHHs KapoioMemaboniiuHo2o
pusuxy. Papmaxonociuni 3acobu, maxi K a2oOHiCmMu peyenmopie 2noKacoHon00ioHo20 nenmuoy-1
ma iHeibimopu Hampit3aNeNHCHO20 KOMPAHCNOpMepPa 20K03U-2, MOJICYMb NOKPAULYS8amu TinioOHutl
00MiH i cepyeso-cyOunHI HACTIOKU, OOHAK NOPIGHANbHI 0aHi 3anumaromscs oomedxcenumu. Oyinumu
ma NOpiGHAMU GeIUYUHY 3MiH (Oelbmu) NOKA3HUKIE NINiOH020 Npoghinto ma cepyeso-cyOUHHO2O0
PU3SUKY, DO3PAX0BAHO20 34 N SIMbMA GANIO0BAHUMU WIKALAMY, ) NAYIEHMIE I3 CMeamomuyHo0
X80p0o0OOI0 NewiHKU, acoyitiosanoo 3 MemaboniuHow Ouc@yHkyier, i yykposum diabemom 2 muny
nicas 6-MicsauHo20 NIKY8aAHHA Nipa2iymuoom abo oanaznignozunom. Lle 6-micaune npocnekmusene
PAHOOMI308aHe OOCHIOJNCEHHS BKIIOYAN0 72 NayicHmie i3 CmeamomuiHo X60poOoi0 NediHKu,
acoyitioganor 3 MemaboniuHow ouc@ynkyicro, i yykposum diabemom 2 muny, po3snooileHux Ha mpu
epynu. KOHmponb (moougikayis cnocooy scumms; n=23), oanaenigpnosun (10 me/006y;, n=26) abo
nipaznymud (0o 1,8 me/006y; n=23). Jlinionuii npoghine ma cepyeso-cyOuHHUl pU3UK OYiHIOBAIU HA
noYamKy ma nicis AiKyeauns 3a n’amoma eaniooganumu wikanamu (Globorisk, Framingham Risk
Score, ASCVD Risk Calculator, PROCAM, WHO CVD chart). Misxcepynosi nopisHanusa npogoounu
3a 3MiHamMu 6i0 BUXIOHO20 piGHs. Y 6cCix epynax 6iOMiYeHO OO0CMOGIPHI BHYMPIUHbOCPYNOSI
NOKpawjeHHs NiniOHUX NOKA3ZHUKIB. 3HUMNCEHHS PIBHI6 3a2dllbHO20 X0AeCMmepuHy, NiNonpomeinie
HU3bKOI WiIbHOCMI ma mpuaniyepudis i nioguwyenHs ainonpomeinie sucokoi winbnocmi (p<0.001).
I'pyna nipaznymudy npooemoncmpyeana Oiibli 8UPAXCEHT NOKPAUWEHHS 3A2aAlbHO20 X0NeCMeEPUH),
JAINONPOMEIHi8 HU3LKOI WIIbHOCMI Ma JIINONPOMEIHI8 BUCOKOI WINbHOCMI NOPIBHAHO 3 KOHMPONbHOIO
epynoio ma epynoio oanaenignosuny (p<0.01). Ilokasnuku cepyeso-cyourHH020 pu3uKy 00CHOSIiPHO
SHUBUNUCS 8 KOJICHIU 2pyni. Midcepynosi nopieHsaHHs NoKa3aiu 3Hayyuyi 8i0MIHHOCMI OJisl WKAIU
Framingham (na xopucme nipacnymudy nopisusano 3 xowmponem) ma wkaiu PROCAM (na
Kopucms 000X (apmaxono2iunux 6mpyuanb NOPIGHAHO 3 KOHMPOLeM). Y3200ceHux 6iOMiHHOCMEl
MIDIC TIpAzymuoom i 0anaznipno3uHoM 3a iHWUMU MOOEIAMU PU3UKY He eusasieHo. Jlipaznymuo i
oanaznighno3un NOKpawyomo AiniOHULl nPohiibL ma 3HUNCYIOMb CepYeBo-CYOUHHUL PUUK Y NAYIEHMIE
i3 CMmeamomuyHow X60p00O0I0 NEYIHKU, ACOYILlOBAHOI0 3 MemAaboNiuHOW OUCPHYHKYIEID, | YYKPOBUM
diabemom 2 muny. Xoua cmamucmuyHo 3HA4YWoi nepesazu aipa2iymudy HAO 0ananighio3unom
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OO0 NOKA3HUKIB CePYe80-CYOUHHO2O PUSUKY He BCIAHOBIEHO, CHOCMEePIeaacs CMIUKa meHOeHYis
00 OinbW BUPANCEHO20 NOKPAWeHHs AinioHo2o npogino. Heobxioni nodanvuii 0ocniodicenus 3
OLNBLUION0 BUOIPKOIO MA MPUBATIUUM CROCMEPENHCEHHAM OJIA YMOUYHEHHS YUX pe3yIbmamis.

KurouoBi ciioBa: crearornyHa XBopoOa MEUiHKH, acOIiioBaHA 3 METaOOIIYHO TUCHYHKITIETO,
CEpLIEBO-CYIMHHUIN PU3HK, JIIPAnTyTU]l, ananti(ao3uH, yKpoBUi a1abetT 2 TuIry.
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