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Prevalence of liver fibrosis and obesity
in patients with metabolic dysfunction-
associated steatotic liver disease:

a cross-sectional study

Liver fibrosis stage is considered the strongest predictor of disease-specific mortality in metabolic dysfunction-
associated steatotic liver disease (MASLD)).

Objective — to investigate the prevalence of obesity and liver fibrosis stages in patients with MASLD.
Materials and methods. It was a multicentre cross-sectional study involving adult patients aged 18 years and
older, who were referred for FibroMax panels during January 2020 — January 2024 in Kyiv and Kyiv oblast region
in Ukraine, with the degree of hepatic steatosis > 5 % confirmed by Steatotest and at least one of five cardiometa-
bolic risk factors (MASLD criteria defined by the American Association for the Study of Liver Diseases (AASLD)).
The exclusion criteria were evidence of other acute or chronic liver diseases, other than MASLD. Biochemical
tests necessary for the FibroMax panels (BioPredictive, France) were measured in the central regional laboratory.

Results. We included 334 participants in data analysis with age median 48 years (interquartile range 41—58) and
719% of them were males (n=237). Median of BMI was 30.9 kg/m? (interquartile range 28.3—33.5). Obesity (body
mass index > 30 kg/m?) was recorded in 58 % (95 % confidence interval (CI) 52.6—63.43) of the participants. Liver
fibrosis stages distribution was the following: FO — 542% (95% CI 48.68—59.63), F1 — 24.6% (95% CI
20.03—29.53),F2 — 6.6% (95 % CL1 4.17—9.8), F3 — 8.7 % (95 % CI 5.89—12.23) and F4 — 6.0%. (95 % CI 3.7—9.1).

Conclusions. Significant liver fibrosis (> F2) and obesity were found to be highly prevalent in patients with
MASLD. These findings support the need for implementing liver fibrosis screening programs in Ukrainian
adults with MASLD.

Keywords: MASLD, metabolic dysfunction-associated steatotic liver disease, fibrosis, liver, steatosis, obesity, fatty
liver disease.

besity, a complex multifactorial disease with steatotic liver disease (MASLD), which is con-

negative effects on health due to excess body sidered to be the most common chronic liver dis-
fat accumulation, represents one of the most seri- ease [9]. J. Behari et al. demonstrated that patients
ous public health challenges [14, 15]. According to  with MASLD with BMI> 50 kg/m? had the highest
previous studies, approximately 650 million adults mortality rate adjusted for age, sex, race/ethnicity,
suffer from obesity, and the prevalence of obesity is and smoking status [3].
increasing globally [6, 21]. Body mass index (BMI) According to the Ukraine STEPS Noncommu-
> 25 kg/m? with some ethnicity adjustments is nicable Disease Risk Factors Survey 2019, involv-
one of five cardiometabolic risk factors used in the ing 4409 participants with 62.6 % being females,
new criteria for metabolic dysfunction-associated 34.8% of participants had elevated blood pressure
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or hypertension (including participants taking an-
tihypertensive therapy), 7.1 % had fasting plasma
glucose levels > 7.0 mmol/L or took oral hypogly-
caemic drugs/insulin, and 9.9 % had elevated blood
cholesterol levels (> 6.2 mmol/L or currently on
medication for elevated blood cholesterol). Among
all participants, 59.1% were overweight (BMI
> 25 kg/m?), including 24.8 % of the participants
who were obese (BMI > 30 kg/m?) [23]. These find-
ings indicate a high prevalence of cardiometabolic
risk factors in the Ukrainian population.

There are several studies reporting the prevalence
of MASLD [18, 25] and some studies regarding the
prevalence of significant liver fibrosis in patients
with MASLD [12, 24], acknowledging the fact that
liver fibrosis stage is considered the strongest pre-
dictor of disease-specific mortality in MASLD [8].
Recently, non-invasive methods for assessing liver
fibrosis have become increasingly important. These
techniques, including biochemical scores and elas-
tography, have decreased the need for liver biopsies
and allowed for earlier detection of patients at risk
of developing fibrosis [2, 4, 9]. There are limited
data on the prevalence of different degrees of obe-
sity and liver fibrosis stages in Ukrainian patients
with MASLD, which makes this study important
and relevant.

Objective — to investigate the prevalence of obe-
sity and liver fibrosis stages in patients with MASLD.

Materials and methods

It was a multicentre cross-sectional study involv-
ing patients who were referred for FibroMax panels
during January 2020 — January 2024 in Kyiv and
Kyiv Oblast (region) in 96 different medical offices,
and who provided informed consent at the time of
primary data collection.

The inclusion criteria were as follows: adult pa-
tients aged 18 years and older, who were referred
for liver fibrosis assessment by FibroMax panels;
with the degree of hepatic steatosis > 5 % confirmed
by Steatotest and at least one of five cardiometa-
bolic risk factors: BMI > 25 kg/m? or waist circum-
ference >94 c¢cm (males) and >80 cm (females);
fasting serum glucose > 5.6 mmol/L or 2-hour
post-load glucose levels > 7.8 mmol/L or HbA1c
> 5.7% or type 2 diabetes or treatment for type 2
diabetes; blood pressure > 130,/85 mm Hg or specif-
ic antihypertensive treatment; plasma triglycerides
> 1.70 mmol /L or lipid-lowering treatment; plasma
HDL <1.0mmol/L (males) and <1.3mmol/L (fe-
males) or lipid-lowering treatment [9, 19].

The exclusion criteria were evidence of increased
daily alcohol intake (more than 30 g per day for
men and 20 g per day for women; results of tests
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suggesting possible cause of abnormal liver function
tests to be due to alcohol, such as positive Ashtest
and AST/ALT >1.5 [10]), acute or chronic liver
diseases (hepatitis B, hepatitis C, etc.) other than
MASLD.

We screened 985 potential candidates for eligibil-
ity and 334 were included in the following analysis.
This process is shown in the flow diagram (Figure).

Liver steatosis, fibrosis and inflammation were
assessed by FibroMax panels (BioPredictive, Paris,
France) [5]. Panels consist from the following com-
ponents: SteatoTest, FibroTest, NashTest, Ashtest,
and ActiTest. Biochemical tests necessary for the
FibroMax panels were measured in central regional
laboratory office by the following methods:

Triglyceride levels were determined using the
enzymatic method (Atellica CH 930 Analyzer, Sie-
mens, Germany), cholesterol levels were measured
by the colorimetric assay (Atellica CH 930 Ana-
lyzer, Siemens, Germany), levels of apolipoprotein-
A1 and haptoglobin were assessed by using the im-
munoturbidimetric method (Beckman Coulter Inc.,
USA), a2 macroglobulin levels were assessed by us-
ing the immunoturbidimetric method (Atellica CH
930 Analyzer, Siemens, Germany), fasting glucose
levels were determined by the hexokinase method

[ 985 potential candidates screened for eligibility J

\* Excluded due to:

- missing data (n = 75)

- some tests cannot be interpreted (n = 1)

- abnormally high BMI (n = 1)

-age < 18 years (n = 2)

- not meeting the inclusion criteria (n = 527)

Excluded due to:
- positive HCV PCR (n = 12)
- positive anti-HCV (n = 3)
- positive anti-HBc (n = 4)
- positive HBsAg (n = 3)
- possible increased alcohol consumption
(Ashtest — H1 and higher, AST/ALT >1.5)
(n=23)

n =334

HCV — hepatitis C virus; PCR — polymerase chain reaction;
anti-HCV — antibodies to the hepatitis C (total);

anti-HBc — hepatitis B core antibodies (total);

HBsAg — hepatitis B surface antigen;

AST — aspartate aminotransferase;

ALT — alanine aminotransferase

Figure. Flow diagram for inclusion and exclusion
criteria
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(Beckman Coulter Inc., USA), aspartate amino-
transferase (AST) and alanine aminotransferase
(ALT) were assessed by the kinetic method (Beck-
man Coulter Inc., USA), total bilirubin levels were
determined by the colorimetric assay (Beckman
Coulter Inc., USA) and gamma-glutamyltranspep-
tidase (GGT) — by the spectrophotometric method
(AUS5800 Analyzer, Beckman Coulter Inc., USA).

Results for components of FibroMax panels range
from 0.00 to 1.00. Fibrosis severity was categorized
as FO (no fibrosis), F1 (minimal fibrosis), F2 (mod-
erate fibrosis), F3 (progressive fibrosis) and F4 (se-
vere fibrosis) and provided by BioPredictive, Paris,
France. In our study we also used the definition of
significant liver fibrosis, which was defined as stage
> F2, and advanced liver fibrosis (> F3) [9].

The results of Steatotest were defined as SO (no
liver steatosis,<1%), S1 (minimal liver steatosis,
1—5%), S2 (significant liver steatosis, 6—32 %)
and S3 (severe liver steatosis, >32 %). The results
of NashTest were shown as NO (no NASH), N1
(possible NASH) and N2 (NASH present).

BMI was calculated using the data from the records
obtained during the primary data collection. In our
study we used the following BMI classification [1]:

- <18.5 kg/m? — underweight;

18.5 to <25 kg/m? — normal weight;

25 to <30 kg/m? — pre-obesity (overweight);

30 to <35 kg/m? — obesity class I;

35 to <40 kg/m? — obesity class II;

> 40 kg/m? — obesity class IIL.

Age groups were defined based on the Medical
Subject Headings (MeSH) which is the National
Library of Medicine’s controlled vocabulary the-
saurus (Medical Subject Headings (Mesh): young
adult (18—24 years), adult (25—44 years), middle-
age (45—64 years), elderly (65 and older).

Statistical Analysis

The necessary sample size (n=150) was defined
using the formula for a prevalence survey [16]
with precision 5%, expected prevalence of BMI
> 25 kg/m? in patients with MASLD 89.1 % as was
found in previous study [17], and 95 % Level of the
confidence interval.

The Kolmogorov—Smirnov test was used to
check if the distribution of continuous data was
normal. Therefore, we expressed continuous vari-
ables as median values with the interquartile range
(IQR), as most data did not follow a normal dis-
tribution. Logistic regression analysis was used for
associations. Categorical variables are presented as
the number of cases and percentages. We used the
chi-square test and the Freeman-Halton extension
of the Fisher exact probability test to compare the
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categorical data. Confidence intervals for propor-
tions were calculated using the binomial «exact»
calculation. We presented the prevalence with 95 %
confidence intervals (CI). Statistical significance
was defined as p<0.05. Data were analysed using
MedCalc Statistical Software and Sample size cal-
culator’s software utilities developed by Michael
Kohn.

Results and discussion

We included 334 participants in data analysis
with age median 48 years (IQR 41—58) and 71 %
of them were male (n=237). Median of BMI was
30.9 kg/m? (IQR 28.3—33.5). Among all partici-
pants 97.6% (95% CI 95.34—98.96) had cardio-
metabolic risk factor BMI > 25 kg/m?% Main so-
ciodemographic, clinical and laboratory character-
istics of the participants are summarized in Table 1.

Table 1. Main sociodemographic, clinical and
laboratory characteristics of the participants

(n=334)

Indicator Value
Age, years 48 (41—58)
Female 97 (29.0 %)
Male 237 (71.0%)
BMI, kg/m? 30.9 (28.3—33.5)
BMI category, kg/m?
<185 0
18.5t0 <25 8(2.4%)
925t0 <30 132 (39.5%)
30 to <35 138 (41.3%)
35 to <40 33 (9.9%)
> 40 23 (6.9%)

1.82 (1.34—2.58)
5.44 (4.49—6.33)

Triglycerides, mmol /L

Cholesterol, mmol /L

Apolipoprotein-At, g/L 1.27 (1.13—1.41)

a,-macroglobulin, g/L 1.44 (1.23—1.96)

1.185 (0.84—1.55)

Haptoglobin, g/L

Glucose (fasting), mmol /L 5.7 (5.2—6.4)
Aspartate aminotransferase, U/L 35 (26—50)
Total bilirubin, pmol /L. 12.7 (9.8—17.5)
Alanine aminotransferase, U/L 57 (36—95)
y-glutamyltranspeptidase, U/L 54 (34—97)

Note. Categorical variables are presented as the number of cases
and percentage, while quantitative indicators are presented as
median and IQR.
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Table 2. Distribution of hepatic fibrosis stages,
hepatic steatosis stages, and NASH probability

in males and females

Indicator Males Females p
Steatosis
S2 83 (35.0%) 46 (47.4%) 0.0349
S3 154 (65.0%)  51(52.6%)
NASH
NO 18 (7.6 %) 17 (17.5%)
N1 211 (89 %) 57 (588%) <0.0001
N2 8 (3.4%) 23 (23.7%)
Fibrosis
FO 119 (50.2 %) 62 (63.9%)
F1 64 (27%) 18 (18.6%)
F2 17(7.2%) 5(52%)  0.1479
F3 20 (8.4%) 9(9.3%)
F4 17(7.2%) 3(3.1%)

Table 3. Distribution of BMI categories among

patients

BMI Number of patients
18.5 to < 25 kg/m? 8(2.4% (1.0—4.7%))

25 to < 30 kg/m? 132 (39.5 % (34.2—45.0 %))
30 to < 35 kg/m? 138 (41.3% (36.0—46.8 %))
35 to < 40 kg/m? 33(9.9% (6.9—13.6%))

> 40 kg/m? 23(6.9% (4.4—10.2%))

Note. Indicators are presented as number of cases

and percentage and 95 % CIL
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No patients had a BMI value less than 18.5 kg/m?>.
39.5% (95% CI 34.24—44.99) of patients with
MASLD were overweight (BMI 25 to <30 kg/m?)
and obesity (BMI > 30 kg/m?) was recorded in 58 %
(95 % CI 52.6—63.43) of participants. Distribution of
BMI categories among patients are shown in Table 3.

61.4 % of participants (n=205) had S3 stage of
liver steatosis accordingly to SteatoTest, which cor-
responds to severe steatosis (> 32 %). Comparative
analysis revealed that severe steatosis (exceeding
32 %) was observed in a considerable proportion
of males (65 %), which was markedly higher than
in females (52.6 %, p=0.0349), which is shown in
Table 2.

Liver fibrosis stages distribution was the fol-
lowing: FO — 54.2 % (95 % CI 48.68—59.63), F1 —
24.6 % (95 % C120.03—29.53), F2 — 6.6 % (95 % CI
417—-9.8), F3 — 8.7% (95% CI 5.89—12.23) and
F4 — 6.0% (95% CI 3.7—9.1). The prevalence of
significant liver fibrosis (> F2) was 21.26 % (95 % CI
17—26) and advanced liver fibrosis (= F3) — 14.7 %
(95% CI 11.05—18.93). We did not find evidence
supporting difference in liver fibrosis stage distri-
bution in males versus females (y? test, p=0.1479),
which is shown in Table 2.

However, comparative analysis of the frequency
of liver fibrosis stages across different age groups re-
vealed a statistically significant difference between
the groups, as presented in Table 4.

Further logistic regression analysis confirmed
a positive association between age and significant
liver fibrosis (> F2), OR=1.0577; 95% CI 1.0319
to 1.0842; p<0.0001.

Based on the results of NashTest, NASH (N2) was
presentin 31 participants (9.3 %, 95 % C1 6.39—12.92),

Table 4. Distribution of liver steatosis severity, fibrosis stages and NASH probability across age groups

Category 18—24 years 25—44 years 45—64 years > 65 years p
Steatosis
S2 1(50 %) 43 (339%) 73 (42.0%) 12 (38.7%) 0.5439
S3 1(50%) 84 (66.1%) 101 (58 %) 19 (61.3%)
NASH
NO 0 11 (8.7 %) 20 (11.5%) 4(12.9%)
N1 2 (100 %) 110 (86.6 %) 134 (77 %) 22 (71 %) 0.2558
N2 0 6 (4.7%) 20 (11.5%) 5(16.1 %)
Fibrosis
FO 1(50 %) 92 (72.4%) 82 (47.1%) 6 (19.4 %)
F1 1(50 %) 21 (16.5%) 45 (259 %) 15 (48.4%)
F2 0 8(6.3%) 11 (6.3%) 3(9.7%) <0.0001
F3 0 3(24%) 22 (12.6 %) 4(12.9%)
F4 0 3(24%) 14 (8 %) 3(9.7%)
38 Ne1 (139) * 2025 # CYYACHA TACTPOEHTEPOJIOTT
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possible NASH (N1) was recorded in 268 patients
(80.2%, 95% CI 75.56—84.37), and no NASH (NO)
in 35 patients (10.5%, 95% CI 7.41—14.27). There
was a difference in NASH probability distribution in
males compared to females, which is shown in Table 2.
Further analysis revealed that among patients with
NASH (n=31), 74.2 % were obese. The distribution
of NASH presence/absence across different BMI cat-
egories is shown in Table 5.

Logistic regression analysis demonstrated that
presence of NASH (N2) was associated with sig-
nificant liver fibrosis (> F2), OR=4.6731; 95%
CI 1.6131 to 13.5379; p=0.0045). After adjust-
ment for age and sex, this association remained sig-
nificant (OR =5.4985; 95 % CI 1.6095 to 18.7842;
p=0.0065).

Prevalence of liver fibrosis stages in patients with
MASLD across different BMI categories are shown
in Table 6. Significant liver fibrosis (F > 2) was re-
corded in 37.5 % lean patients (BMI 18.5 to <25), in
18.9 % overweight patients (BM125.0to <30)and in
22.2 % patients with obesity (BMI > 30), p=0.4106.
Advanced liver fibrosis (F > 3) was observed in 25 %
lean patients, in 12.9 % overweight patients and in
15.5 % patients with obesity (p=10.57).

Liver fibrosis occurs when excessive amounts of
extracellular matrix proteins, particularly collagen,
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accumulate in liver tissue, and as fibrosis progresses,
it can lead to cirrhosis and ultimately, end-stage liv-
er disease [20]. Our study investigated prevalence
of liver fibrosis stages and obesity in Ukrainian pa-
tients with MASLD. We observed stages F3/F4 in
14.67 % (95% CI 11.05—18.93) of participants in
our study, which is consistent with results 17.4 %,
reported by T. Tsutsumi et al. studying hepatic in-
flammation and fibrosis profiles in biopsy-proven
MASLD in Japan [22]. Although, M. Kim et al.,
found the sex- and age-standardized prevalence
of significant (> F2) and advanced hepatic fibro-
sis (= F3) amongst MASLD to be 9.7 % (range:
3.0-9.8%) and 3.0% (range: 2.6—4.6 %) respec-
tively [12].

Our findings regarding the association be-
tween significant liver fibrosis (> F2) and age
(OR=1.0577;95% CI 1.0319—1.0842; p<0.0001)
align with the results of a similar study analyzing
NHANES 2017—2020 data, which demonstrated
a comparable association between age and liver fi-
brosis occurrence in MASLD patients (OR = 1.08;
95% CI11.05—1.12) [26].

There is a tight association between obesity
and MASLD [9, 19]. In the study in the USA obe-
sity was recorded in 65.9 % of adult patients with
MASLD (N=363) [24]. This is similar to our

Table 5. The distribution of NASH presence/absence across different BMI categories

NASH 18.5 to < 25 kg/m? 25 to < 30 kg/m? >30 kg/m? p
NO (no NASH) 3(75%) 21 (75%) 11 (32.4%)

0.001
N2 (NASH present) 1(25%) 7(25%) 23 (67.6 %)

Table 6. Prevalence of hepatic fibrosis stages in patients with MASLD across different BMI categories

BMI FO F1 F2 F3 F4 Total
2(25.0%) 3(37.5%) 1(12.5%) 1(12.5%) 1(12.5%)
18. 25 kg/m?
B5t0<25ke/m® a0 651%)  (85-755%)  (03-527%)  (03-527%)  (03-527%) O
73 (55.3%) 34 (25.8%) 8(6.1%) 8 (6.1%) 9(6.8%)
2
25 to < 30kg/m (464-640%)  (185-341%)  (27—116%)  (27—116%)  (32-126%) 2
30 to < 35 kg/m? 66 (47.8%) 35(25.4%) 9 (6.5%) 20 (14.5%) 8(5.8%) 138
Obesity class I (39.3—56.5 %) (18.3—33.5%) (3.0—12.0%) (91-21.5%) 2.5—11.1%)
35 to < 40 kg/m? 24 (72.7%) 6 (18.2%) 1(3.0%) 0 2(6.1%) 33
Obesity class 11 (54.5—86.7%) (7.0—-35.5%) (0.1—15.8%) (0.7—20.2 %)
> 40 kg/m? 16 (69.6 %) 4(17.4%) 3(13.0%) 0 0 23
Obesity class I11 (47.1—868%)  (5.0—38.8%) (2.8—33.6%)
Note. Indicators are presented as number of cases and percentage and 95 % CL
CYYACHA TACTPOEHTEPOJIOITA # Nel (139) 2025 39
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finding of obesity (BMI > 30 kg/m?) in 58 % (95 %
CI 52.6—63.43) of the participants.

W. Sohn et al. demonstrated differences in the
prevalence of significant fibrosis among MASLD
subgroups. These subgroups included: one based
on the presence of diabetes mellitus regardless of
BMI, three others based on BMI categories, and
additional criteria of two metabolic risk factors
for lean participants [20]. Some other studies also
demonstrated that BMI along with the visceral
adiposity index were associated with an increased
risk of progression to moderate-to-advanced liver
fibrosis [11, 13].

We expected similar results in our study; howev-
er, we did not find evidence of a difference in the dis-
tribution of liver fibrosis stages among patients with
different BMI categories. Furthermore, the major-
ity of patients in our study were male (71 %), which
might be due to the higher prevalence of MASLD in
males, according to some previous studies [7,20]. We
presume that some factors may be associated with
differences in results, such as methodological differ-
ences in hepatic fibrosis assessment (in our study,
we used non-invasive methods to determine the
degree of hepatic steatosis, fibrosis and inflamma-
tion), as well as population characteristics. Unfortu-
nately, it was not possible to observe weight changes
simultaneously with liver fibrosis progression in
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these circumstances. Additionally, we did not have
an opportunity to investigate the causes of obesity
for all patients. Also, although liver biopsy is a gold
standard method for assessing hepatic steatosis and
fibrosis, it is an invasive method and is not widely
available. The costs of FibroMax panels are not cov-
ered by the Ukrainian national healthcare program,
which may limit the generalisability of our findings,
as some categories might not attend private medical
laboratories to carry out blood tests.

Conclusions

Ukrainian adults with MASLD, had a high prev-
alence of obesity — BMI > 30 kg/m? were recorded
in 58% (95 % CI 52.6—63.43) of the participants.
The prevalence of significant liver fibrosis (> F2)
was 21.26 % (95 % CI 17—26), and advanced liver
fibrosis (> F3) was observed in 14.7% (95% CI
11.05—18.93). We did not find evidence support-
ing difference in liver fibrosis stage distribution in
males versus females and across different BMI cat-
egories. However, significant liver fibrosis (> F2)
was associated with age (OR=1.0577; 95% CI
1.0319 to 1.0842, p<0.0001) and the presence of
NASH (OR=4.6731; 95% CI 1.6131 to 13.5379;
p=0.0045). These findings support the need for
implementing liver fibrosis screening programs in
Ukrainian adults with MASLD.
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C.C. lIIatuno, B. M. boroma3s, O.B. baouy, I' A. Co10BEIOBa
Hanjonaibaur meguanni yHisepceuret imeni O. O. boromonbiia, Kuis

ITomupeHicTh Pi6PO3y NEUiHKU TA OKUPIiHHS B IIAIIEHTIB
i3 MeTa00JIIYHO-ACOIIMOBAHOIO CTEATOTUYHOIO XBOPOOOIO
IIE€YiHKU: KPOC-CEKIiMHE JOCTIi/HKEHHA

Crazito pibpo3y NMEUiHKH BBAKAIOTh HANCWIBHIIINM MPEAUKTOPOM CMEPTHOCTI, MOBI3aHOI 3 METAOOIIYHO-
ACOLIHOBAHOIO CTEATOTUYHOIO XBOPOOOIO neuinku (MACXIT).

MeTa — BUBYUTH YACTOTY OKUPIHHA T4 CTYIIEHIB (PiOPO3y NEWiHKU B MaLieHTIB i3 MACXII.

MarepianHu Ta MeTogH. [IpoBeIcHO 6AraTOLEHTPOBE KPOC-CEKIIIMHE JOCT/PKEHHS 34 YYACTIO IAIli€HTiB
BiKOM Bij] 18 pOKiB, HAIIPaBJIEHNX HA BUKOHAHHS AOCHipKeHH Fibromax y nepiog i3 ciunsa 2020 p. 7o ciuHsg
2024 p. vy M. Kuesi Ta KHiBChKilt 06/1aCTi 3i CTYIIEHEM IIEYiHKOBOI'O CTEATO3Y > 5 %, NiATBEPAYKEHHUM 34 JIOIIO-
MOrOIO Steatotest T4 IPUHANMHI OJIHUM i3 II'ITH KApAIOMETA00IIYHUX YMHHHKIB pU3UKY (KpuTepii MACXTI,
BU3HA4YCHiI AMEPHUKAHCBHKOIO ACOLIiAIIi€I0 3 BUBUCHHS 3AXBOPIOBAHb I€4iHKU (AASLD)). KpurepisimMu BrurydeH-
HS 3 JIOCI/PKEHHS Oy/Ia HASBHICTD iHIIMX I'OCTPUX 460 XPOHIYHUX 34XBOPIOBAHb II€YiHKH, OKpiM MACXII.
bioximiuHi TecTy, HeO6XigHi 1 nanenei FibroMax (BioPredictive, ITaprok, @paHilis), BAKOHAHO Y LIEHTPA/Ib-
Hilt perioHaIbHINA 1a00paTOPIi.

PesynbraTi. JJOo aHanisy Oy/l10 3aay4eHO JaHi 334 MallieHTiB i3 MeiaHOIO BiKy 48 POKiB (MiKKBAPTHILHUIA
inTepBas 41—58), 71 % 3 stkux Gy YoMOBiKaMu (n=237). MeaiaHa iHAeKCy MacH Tima craHoBwia 30,9 Kr/m?
(MDKKBApTUIBHUI iHTEpBAT 28,3—33,5). Oskupinns (iHAEKC MacH Tia > 30 Kr/M?) 3apeeCcTpOBaHO B 58 % (95 %
noBipunit intepBan ([II) 52,6—63,43) yaacHuki. Posmoain 3a crynieHem hibpo3y mnediHku 6yB Takum: FO —
54,2% (95 % I1 48,68—59,63), F1 — 24,6% (95 % 1 20,03—29,53), F2 — 6,6% (95% 1 4,17—9,8), F3 — 8,7 %
(95% 1 5,89—12,23), F4 — 6,0% (95 % O1 3,7—9,1).

BucHOBKH. V nanieHTiB i3 MACXIT BUAB/ICHO 3HAYHY 44CTOTY (piOpo3y neuinku (> F2) Ta oxxupinns. Li gani min-
TBEPPKYIOTb HEOOXiIHICTh BIIPOBA/LKEHHS MPOrpaM CKPUHIHTY (PiOpO3y MNEYiHKU Yy JOPOCIMX MAIiEHTIB 3
MACXITI B YKpaiHi.

Kixro40Bi ci1oBa: MACXII, METa60IIYHO-ACOIOBAHA CTEATOTUYHA XBOPOHA NEUiHKY, (PiIOPO3, IEeUiHKa, CTEa-
TO3, O’)KUPIHHS, JKUPOBA XBOPOOA MEYiHKU.
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