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Summary

Aim: to study the changes in liver parenchymal fibrosis under the influence of treatment of patients
with alcoholic liver cirrhosis in combination with obesity using ademethionine and arginine glutamate.
Material and methods. 215 patients, diagnosed with alcoholic liver cirrhosis (ALC), took part in the study,
including 66 women and 149 men aged (48.1+9.7) years and a median disease duration (5.8 + 2.6) years.
109 people had ALC with obesity (group I) and 106 people had ALC without obesity (group II). Patients were
divided into subgroups depending on the stage of decompensation according to Child-Pugh: class A —group
IA (n=40), class B—group IB (n=39), class C—group IC (n=30) and IIA (n=39), IIB (n=36), IIC (n=31) groups,
respectively. Depending on the treatment protocol (b protocol —basic therapy, h protocol —basic therapy
in combination with ademethionine and arginine glutamate), all patients were divided into subgroups.
Results. In patients with ALC in combination with obesity, the elasticity of the liver parenchyma
according to shear wave elastography and the FIB-4 index were higher than classes A, B and C com-
pared to those in patients with ALC without obesity. According to the study results, obese patients
with ALC had a more severe course of ALC according to the Child-Pugh and MELD scores. There
is a direct relationship between the level of fibrosis in patients with ALC in combination with obe-
sity according to elastography and the FIB-4 index with the severity of the disease according to the
Child-Pugh ad MELD scores. The inclusion of ademethionine and arginine glutamate in the treatment
regimen has improved the general condition of patients, compensated for clinical and laboratory
parameters and reduced the rate of progression of liver fibrosis.

Conclusion. In patients with ALC in combination with obesity, the inclusion in the treatment of ade-
methionine and arginine glutamate has improved the course of the disease, as evidenced by changes
in the parameters of the disease severity by Child-Pugh and MELD scores, and helped to reduce the

rate of progression of liver fibrosis according to elastography and the FIB-4 index.

Key words: alcoholic liver disease, liver cirrhosis, obesity, fibrosis

INTRODUCTION

The increase in the overall mortality rate is due to
endogenous (diseases of the circulatory system and neo-
plasms) and exogenous (respiratory, digestive, infectious
and parasitic diseases, external) causes. The proportion of
deaths from diseases of the digestive system is gradually
increasing. The most important contributors to mortality
from this class of causes of death belong to liver fibrosis and
cirrhosis, vascular lesions of the intestines, alcoholic liver
disease, which account for 70% of deaths from diseases of
the digestive system, and this share tends to increase. The
causes of this tendency are the progressive growth of the
quantitative and qualitative components of such patients,
frequent chronic diseases, long and severe course, adverse
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short-term and long-term consequences of the disease,
the predominant affection of people of working age due
to medical and socio-economic factors [1].

The leading causes of liver damage are alcohol, vi-
ruses, non-alcoholic fatty liver disease [2]. Alcohol abuse
causes about 3.3 million deaths annually, which is 5.9% of
the total mortality rate. About 5% of all morbidity and dis-
ability are alcohol-related cases. Among the diseases of the
gastrointestinal tract, the main share belongs to alcohol-
ic liver cirrhosis (ALC). In developed countries, alcohol,
along with the hepatitis C virus and metabolic syndrome,
are the leading causes of hepatocellular carcinoma. In
Ukraine, mortality due to ALD takes the second place in
the structure of causes of death from digestive diseases [1].

27



KAIHIYHA MEAVILIMIHA

Taking into account the increasing prevalence of obe-
sity, metabolic syndrome, and nonalcoholic fatty liver dis-
ease (NAFLD), special attention is being paid to studying
their potential impact on the progression of ALD [3, 4, 5].
The most important risk factor for diet-related liver fibrosis
is obesity, which determines the risk of liver cirrhosis (LC)
in heavy drinkers [6]. The combined effects of alcohol and
obesity increase the risk of liver damage. The synergy be-
tween obesity and chronic alcohol consumption in large
quantities probably reflects similar disease mechanisms for
both ALC and NAFLD, as well as the direct fibrogenic
effect of increased adipose tissue mass [7].

Liver biopsy is considered to be the “gold standard”
for the diagnosis of diffuse liver diseases. However, this
method is invasive and carries considerable risks and costs
[8, 9]. Non-invasive techniques are alternative solution,
which will allow to evaluate the condition of the liver as
a whole but not the particular samples of liver tissue [10,
11]. Non-invasive methods for assessing the degree of liver
fibrosis include ultrasound liver elastography and laboratory
panels that are widely used in practical medicine. FIB-4 is
a laboratory panel comprising four indicators (age, platelet
count, alanine aminotransferase and aspartate aminotrans-
ferase levels); they are available at primary and secondary
medical care and not expensive. According to many studies,
the use of FIB-4 score is recommended for assessment of
the degree of liver fibrosis. Its noninvasiveness and simplic-
ity should be taken into account [12, 13, 14, 15].

The aim of the study was to evaluate the changes in
liver parenchymal fibrosis under the influence of treatment
of patients with alcoholic liver cirrhosis in combination
with obesity using ademethionine and arginine glutamate.

MATERIAL AND METHODS

215 patients, diagnosed with alcoholic liver cirrhosis
(ALC), took part in the study, including 66 women and 149
men aged (48.119.7) years and a median disease duration
(5.8 £2.6) years. 109 people had ALC with obesity (group
I) and 106 people had ALC without obesity (group II). Pa-
tients were divided into subgroups depending on the stage of
decompensation according to Child-Pugh: class A — group
IA (n=40), class B—group IB (n=39), class C —group IC
(n=30) and I1A (n=39), IIB (n=36), I[IC (n=31) groups,
respectively. Depending on the treatment protocol used
(b protocol — basic therapy, h protocol — basic therapy in
combination with intravenous administration of ademethi-
onine and subsequent oral administration of ademethionine
and arginine glutamate): patients receiving basic therapy
were included in IAb (n=19), IBb (n=20), ICb (n=15),
ITAb (n=22), IIBb (n=18), IICb (n=16) groups; patients
who additionally received ademethionine and arginine
glutamate were included in IAh (n=21), IBh (n=19), ICh
(n=15) ta lIAh (n=17), IIBh (n=18), IICh (n=15) groups.

Groups Th and ITAh, in addition to the basic treat-
ment, received intravenously 500 mg of ademethionine per
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day during two weeks, followed by oral administration of
500 mg of ademethionine and 1500 mg of arginine gluta-
mate per day for 12 weeks.

Groups IBh and I1Bh, in addition to the basic treat-
ment, received intravenously 1000 mg of ademethionine
per day for two weeks, followed by oral administration of
1000 mg of ademethionine and 3000 mg of arginine glu-
tamate for 12 weeks.

Groups ICh and IICh, in addition to their basic treat-
ment, received intravenously 1000 mg of ademethionine
per day for two weeks, followed by oral administration of
1500 mg of ademethionine and 4500 mg of arginine glu-
tamate per day for 12 weeks.

ALC was diagnosed according to the Adapted Clin-
ical Guideline “Alcoholic Liver Disease” (the Ministry of
Health of Ukraine, 2014). NAFLD was diagnosed accord-
ing to the Adapted Clinical Guideline “Non-Alcoholic
Fatty Liver Disease” (the Ministry of Health of Ukraine,
2014). The severity of LC was evaluated by the Child-Pugh
score. The MELD score (Mayo Endstage Liver Disease,
2001) was calculated with electronic calculator: MELD
score = 3.8 x log_serum bilirubin level (mg/dL) + 11.2 x
log, serum creatinine level (mg/dL). The diagnosis was
verified using general clinical and instrumental methods
of examination.

The degree of liver parenchyma fibrosis was assessed
by calculating the FIB-4 (Fibrolndex-4) and the liver pa-
renchyma elasticity (kPa) determined by the shear wave
elastography method on the GE Logiq E8 with assessment
of the degree of fibrosis on METAVIR scale. The confirma-
tion of the degree of F4 fibrosis by the method of elastog-
raphy was the value of the elasticity of the liver parenchy-
ma more than 11.9 kPa. The FIB-4 index was calculated
by the formula: (patient age [years]* ASAT level [U/L]:
platelet level [*10°/L] * ALAT Vlevel [U/L]). The control
group consisted of 20 healthy individuals, who were age
and gender matched. Assessment of patients was performed
before and after 3 months from the beginning of treatment.

Statistical processing of the obtained results was car-
ried out using the software package Statistica v. 12.0 (Stat-
Soft, USA, trial) and Microsoft Excel. The average val-
ues are presented in the form (M+m), where “M” is the
average value of the indicator (mean value), “m” is the
standard error of mean. Student’s t-test was used to de-
termine the significance of differences between groups in
a distribution close to normal. Differences at p <0.05 were
considered statistically significant.

RESULTS

Patients with signs of astheno-vegetative, painful,
dyspeptic, hepatorenal, hepatopulmonary syndromes,
jaundice, drug-induced ascites, manifestations of hepat-
ic encephalopathy were more common in group I of the
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corresponding classes, which was accompanied by a more
severe course of the ALC according to the the Child-Pugh
and MELD scores. In patients of both groups, they in-
creased with increasing ALC decompensation. Howev-

er, in patients of group I these values were higher com-
pared to group II by 7.23% and 28.42%, 13.62% and
17.14%, 14.62% and 18.57% of classes A, B, C, respec-
tively (p<0.05), (Tables 1, 2, 3).

Table 1

Dynamics of fibrosis, severity and MELD score in patients suffering from alcoholic cirrhosis of the liver with
stage A according to Child-Pugh depending on the combination with obesity, M+m

ALC with obesity ALC
Control IAb, n=19 IAh, n=21 IIAb, n=22 IIAh, n=17
IR n=20 Before e Before After3 | pofore e Before Lt s
treatment month treatment month treatment month treatment month
treatment treatment treatment treatment
Elasticity
of the liver 13 5.4 09119.45+0.65%| 19.6310.87% [ 19.53+0.82% | 16.14£0.96| 15.8440.92 | 15.94+0.83* |15.9240.59°| 14.48+0.67
parenchyma,
kPa
Index FIB-4(0.9240.03| 3.88£0.10* | 3.96+0.08** | 3.92+0.05* | 3.4540.08 | 3.52£0.06 | 3.59£0.05* [3.53£0.05°| 3.34£0.06
Child-Pugh | | 57650.11% | 5.94+0.12% | 5.81:0.00% | 5.3220.11 | 5.38£0.08 | 5.5140.07° |5390.09°| 5.19+0.08
l\gCFZ)];é) - 13.64£0.92*%| 14.79£0.95* [ 13.47£0.84*| 8.17£0.75 | 10.36£0.71 | 10.94%0.68* |10.54+0.86°| 7.41£0.57

Notes: 1) * — statistical significance of difference between groups I and II (p<0.05); 2) e — statistical significance of difference before
and after treatment (p<0.05); 3) # — statistical significance of difference between groups a and ah with treatment protocols (p<0.05).

Table 2

Dynamics of fibrosis, severity and MELD score in patients suffering from alcoholic cirrhosis of the liver with
stage B according to Child-Pugh depending on the combination with obesity, M+m

ALC with obesity ALC
Control IBb, n=20 IBh, n=19 IIBb, n=18 IIBh, n=18
Values n=20 Before After 3 Before After3 | porore | After3 | p e e After 3
treatment month treatment month treatment month treatment month
treatment treatment treatment treatment
Elasticity
of the liver . . . .
parenchyma, 3.2540.09(26.37£1.24%°(29.23+1.21%#25.934+1.19*| 23.27+1.23 [19.27+1.22°(21.91+1.22%[19.46+1.25°| 16.79%+1.17
kPa
Index FIB-4 [0.92+0.03[4.43£0.12* [ 4.73£0.11** | 4.4740.16* | 3.5140.17 | 4.10£0.13°| 4.39£0.12* | 4.15£0.16°| 3.3940.11
Child-Pugh | = 1873£0.19% | 9.17£0.15% | 8.8240.12% | 54740.14 | 7.69+0.17* | 8.08+0.16° | 7.810.11°| 5.24+0.13
MELD score - 19.7440.72*¢121.86£1.15%19.95+1.12*¢| 8.65+0.43 |16.76+1.16°| 19.64+1.277116.98+1.20°] 7.92+0.56

Notes: 1) * — statistical significance of difference between groups I and 11 (p<0.05); 2) e — statistical significance of difference before
and after treatment (p<0.05); 3) # — statistical significance of difference between groups a and ah with treatment protocols (p<0.05).

Table 3

Dynamics of fibrosis, severity and MELD score in patients suffering from alcoholic cirrhosis of the liver with
stage C according to Child-Pugh depending on the combination with obesity, M+m

ALC with obesity ALC
1Cb ICh IICb IICh
Values C011t1‘01, Before After 3 Before After 3 Before After3 | p o After 3
el treatment month treatment month treatment month treatment month
n=15 7 |[treatment, n=15 ’ [treatment, n=16 7 [treatment, n=15 ’| treatment,
B n=12 - n=15 B n=14 - n=15
Elasticity
of the liver . . . .
parenchyma, 3.2540.09|33.65+1.26%°|36.45+1.35%|34.15+£1.42*| 31.34+1.15 | 25.34+1.03° | 27.88+1.25% |26.41£1.13°| 23.16%1.32
kPa
Index FIB-4]0.9240.03] 5.8640.07* [ 6.734+0.06** | 5.934+0.09* | 5.59+0.07 | 4.3740.08° | 5.28+0.05% |4.43+0.06° [ 4.114+0.08
Chlsl((:i(;riugh - 13.98+0.61*°|15.38+0.52*#(14.21£0.64**| 7.84+£0.41 | 12.52£0.67° | 13.97£0.65% |12.81£0.53°| 7.441+0.38
B;I(E)I;eD - 27.43£1.19%°130.13£1.21%%(28.13£1.23*[ 17.524+1.15 | 23.65£1.02° | 25.43£1.26% |23.71x1.11°| 16.83%£1.18

Notes: 1) * —statistical significance of difference between groups I and 11 (p<0.05); 2) e — statistical significance of difference before
and after treatment (p<0.05); 3) # — statistical significance of difference between groups a and ah with treatment protocols (p<0.05).
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These results indicate a more severe course and more
pronounced progression of liver failure in patients with
a combination of ALD and obesity due to a more pro-
nounced increase in inflammatory-necrotic process and
fibrosis in the liver and accompanied by significant system-
ic changes in blood flow, more severe systemic immunoin-
flammatory response, which ultimately leads to the devel-
opment of multiple organ failure with fatal consequences.

According to the results of shear wave elastography,
the elasticity of the liver parenchyma in all patients cor-
responded to stage F4 according to the METAVIR clas-
sification. In patients of both groups, this indicator rose
with increasing decompensation of the disease.

In group I patients, the elasticity index of the liver
parenchyma in class B exceeded that in class A by 1.37
times, and class C exceeded the values of class B by 1.28
times (p<0.05). The values of the elasticity of the liver
parenchyma were higher in patients of group I compared
with patients of group II. In particular, in IA, IB and IC
patients they were higher than in IIA, 1IB and IIC by 1.24,
1.35 and 1.34 times, respectively (p<0.05). In group II, the
index of elasticity of the liver parenchyma in class B ex-
ceeded that in class A by 1.24 times, and class C exceeded
these values in class B by 1.31 times (p<0.05).

The FIB-4 index in patients of both groups increased
depending on the stage of decompensation. This indicator
was higher in group 1B compared to group I1A by 16.43%,
in group I1B compared to group II1B —by 7.31%, in group
IB compared to group IA — by 14.26%, in patients of group
IC compared to group IB — by 31.12% (p<0.05). FIB-4
values in patients of group I were higher than in classes A,
B and C compared to those of group 11 by 10.76%, 8.27%
and 33.42%, respectively (p<0.05).

The elasticity of the parenchyma according to the
results of shear wave elastography and the FIB-4 index in
patients with ALC in combination with obesity were high-
er than classes A, B and C compared to those in patients
with ALC without obesity.

Higher values of liver parenchymal elasticity and
FIB-4 index in patients of group I compared with patients
of group Il show more pronounced processes of fibrogen-
esis in patients with a combination of ALC and obesity.
These results indicate the effect of a combination of ALD
and obesity on increasing the intensity of fibrogenesis in
the liver, especially in those who are at the stage of sub-
compensation and decompensation.

In patients with ALC in combination with obesity,
direct correlations were found between the Child-Pugh
score and the elasticity of the liver parenchyma (r=0.63;
p=0.0007), the value of the MELD score and the elas-
ticity of the liver parenchyma (r=0.63; p=0.0005), the
Child-Pugh score and FIB-4 index (r=0.65; p=0.0007),
the MELD score and FIB-4 index (r=0.56; p=0.0006),
FIB-4 index and liver parenchyma elasticity (r=0.69;
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p=0.0006). These correlations suggest a direct relation-
ship between the fibrosis level in patients with ALC in
combination with obesity according to elastography and
the FIB-4 index with the indicator of the severity of LC
according to Child-Pugh and the prognostic MELD score.

Three months after the prescribed course of treat-
ment, clinical and laboratory manifestations improved in
most patients receiving the h protocol, whereas in patients
with the b protocol, deterioration was observed, especial-
ly at the stages of subcompensation and decompensation.
In patients receiving basic treatment, the Child-Pugh and
MELD scores deteriorated, indicating further disease pro-
gression and, consequently, a worsening of the mortality
prognosis. Within 3 months from the beginning of treat-
ment, 3 people died in group ICb and 2 people — in group
1ICb due to deterioration of patients’ condition and the
development of complications (in 2 patients of group IICb
and 1 patient of group ISb liver failure was developed, 1
patient of group ICb group had mesenteric thrombosis, 1
patient of group IICb had bleeding from varicose veins).

After the onset of treatment, patients in groups I and
11 who received the h protocol, at the stage of compensation
the elasticity of the liver parenchyma and FIB-4 index sig-
nificantly improved (p<0.05), and in patients receiving basic
treatment, such indicators increased, however no significant
difference was observed before and after treatment (p>0.05),
(Table 1). At the stage of subcompensation and decompen-
sation, the elasticity of the liver parenchyma and the FIB-4
index significantly improved in patients of groups I and I1
who received h protocol (p<0.05), and in patients receiv-
ing basic treatment, such indicators increased significantly
(p<0.05), which was accompanied by deterioration of pa-
tients’condition and increased the risk of 3-month mortality.

The indicators of elasticity of the liver parenchyma
on the basis of shear wave elastography and FIB-4 index
were used to assess the degree of fibrosis and the effec-
tiveness of a three-month treatment regimen including
ademethionine and arginine glutamate for patients with
ALC in combination with obesity. In patients with ALC
in combination with obesity, they were higher than classes
A, B and C compared to those in non-obese patients with
ALC. According to the study results, obese patients with
ALC had a more severe course of ALC according to the
Child-Pugh and MELD scores. There is a direct relation-
ship between the level of fibrosis in patients with ALC in
combination with obesity according to elastography and
the FIB-4 index with the severity of the disease according
to the Child-Pugh ad MELD scores.

The inclusion of ademethionine and arginine gluta-
mate in the treatment regimen for 3 months improved the
general condition of patients, compensated for clinical and
laboratory parameters and reduced the rate of progression
of liver fibrosis, which is reflected in a decrease in Child-
Pugh and MELD scores of the severity of the disease and
3-month mortality.
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CONCLUSIONS

1. According to elastography and the FIB-4 score, patients
with ALC had higher fibrosis rates in the case of obesity
at all stages of liver cirrhosis.

2. The level of fibrosis in patients with ALC in combination
with obesity according to elastography and the FIB-4
score correlates with Child-Pugh classification of the
severity of LC and the prognostic MELD score.

3. In patients with ALC in combination with obesity, the
inclusion in the complex treatment of ademethionine
and arginine glutamate helps to improve the course of
the disease according to Child-Pugh classification of
the severity of LC and the MELD score.

4. Inclusion of ademethionine and arginine glutamate in
the complex treatment of obese patients with ALC helps

to reduce the progression of liver fibrosis according to
elastography and the FIB-4 score.

The perspective for the further scientific research is
to study the effect of ademethyaninium and arginine glu-
tamate on changes in biochemical parameters in patients
with alcoholic liver disease at the stage of cirrhosis asso-
ciated with obesity.
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3MIHU NOKA3HUKIB $IEPO3Y MiA, BMJIMBOM JIIKYBAHHS XBOPUX HA AJIKOrOJIbHUIA LIMPO3 NEYIHKU
Y NOEAHAHHI 3 O)KUPIHHAM 3 BUKOPUCTAHHAM ALEMETIOHIHY TA APTIHIHY ITNTYTAMATY
H. P. MatkoBCbKa

IBaHO-DpaHKiIBCbKMIA HALLIOHANBHUIA MEANYHIIA YHIBEPCUTET, |BaHO-PpaHKiBCbK, YkpaiHa

Merta AocaiaXeHHsI. BuBueHHs 3MiH IIOKa3HUKIB (ibpo3y MapeHXiMu IeUiHKN IIiA BIIAMBOM AiKyBaHHS XBO-
PUX Ha aAKOTOABHMIA IIMPO3 IIeYiHKM B IIOEAHAHHI 3 OXKMPIHHSM 3 BUKOPMCTAaHHAM aAeMeTiOHIHy Ta apriHiHy
TAyTaMmary.

Marepiaa i MeToaM. Y AOCAIAXXEHHI B3sAM y9acTh 215 MallieHTiB 3 AlarHOCTOBAaHUM aAKOTOABHVM IIPO30M
nevinky (ALITT), cepea Axux 6yAo 66 XiHok Ta 149 woaoBikiB Bikom (48,1+9,7) pokiB Ta cepeAHBOIO TPMBAAICTIO
3axBopIioBaHH: (5,8+2,6) poxiB. Y 109 ocib aiaraoctoBano ALITT 3 oxmupinaam (I rpyna) ta y 106 oci6 6ys ALIIT
6e3 oxupinas (Il rpyma). ITamienTis 6yAo oAiAeHO Ha MATPYIIM 3aAeXKHO Bia cTaail AexoMIteHcallii 3a Yaiiaba-
I[T'70. 3aAeXXHO BiA 3aCTOCOBAHOTO IIPOTOKOAY AiKyBaHH:I (b IPpOTOKOA — 6a30Ba Tepartis, h TpoTOKOA — 6a30Ba
Teparlisl B IOEAHAHHi 3 aAeMeTiOHIHOM Ta apTiHiHy TAyTaMaTOM) HAIli€HT OyAM ITOAiA€H] Ha TArpyIm.
PesyapTaTn. Y xsopux Ha ALITTy moeAHaHHi 3 OXKMPiHHSIM IMOKa3HNUKI €AaCTUIHOCTI MapeHXiMM IIediHKN 3a pe-
3yAbTaTaMI 3CYBHOXBUABOBOI eAacTorpadii Ta noxasamku inaexcy FIB-4 6yan Bumi 3a xaacis A, B Ta C opis-
HSTHO 3 TaKMMM IIOKa3HMKaMu y xBopux Ha ALITT 6e3 oxmpinHs. BiATIOBIAHO AO pe3yABTaTiB poOOTI Y XBOPIX
Ha ALITT moeAHaHHS 3 OXXMPIiHHIM CyIIPOBOAXKYBAAOCS OiABII TSDKKMM mepebirom ALITT 3a moxasHMKaMM IIIKa-
Au Yaiiapa-IT'10 Ta mporHocTianoro inaekcy MELD. BusiBAeHO IIpsiMuii 3B S130K BeAMUIVMHM ibpo3y y XBOPMX
Ha ALTT y noeAHaHHI 3 OXXMpiHHSAM 3a AaHMMU eAacTorpadii Ta iHaexcy FIB-4 3 moxasHukom Tsxkocti LITT
Yariaba-TT'10 Ta npornocTnaamM iHaekcom MELD. BxarodeHH: B cxeMy AiKyBaHHs aA€MeTiOHiIHY Ta apriHiHy
TAyTaMaTy AO3BOAMAO IIOKPAIINMTY 3aTaAbHMIA CTaH MAI[ieHTiB, KOMIIEHCYBAaTU KAIHIKO-AabOpaTOpHi MoKasHN-
KIM Ta 3MEHIIUTY TeMIIV IIPOrpecyBaHH: (pibpo3y MediHKIM.

Bucnosku. Y xsopux Ha ALIIT B ToeAHaHHi 3 OXXMPiHHIM BKAIOYEHHs B KOMIIAEKCHE AiKyBaHH: aAeMeTiOHiHy
Ta apriHiHy TAyTaMaTy AO3BOAMAO IOAINIINTY Ilepebir 3aXBOPIOBAHHSI, IIPO IIIO CBiAYAaTh 3MiHU ITOKA3HMKIB
inaexciB Yariapa-I1'to Ta MELD Ta cripusie 3MeHIIIEHHIO TEMIIiB IIPOrpecyBaHHs (PpiOpo3y MeUiHKM 32 AAHUMU
eaacrorpadii Ta imaexcy FIB-4.

Kntouoei crosa: aakoroabHa xpopo6a nediHky, DMpO3 MediHKY, 0KMpiHH, $ibpos
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W3MEHEHUS NOKASATEJIEA ®UBEPO3A NOA, BANSHUEM NIEYEHUS BOJIbHBIX C AIKOrOJIbHbIM
LMPPO30OM NEYEHU B COYETAHUU C OXXKUPEHUEM C UCMOJIb3OBAHUEM ADEMETUOHUHA U APTUHUHA
FJTYTAMATA

H. P. MatkoBckas

MBaHo-PpaHKOBCKMI HALWMOHABHbIA MELMLIMHCKMIA YHIBEpCUTET, MBaHO-PpaHkoBek, YkpanHa

ITeAp MccaeaoBaHM . V3ydeHNe M3MeHeHMIT IIOKa3aTeAell prbpo3a IIapeHXMbI IIeUeHN TI0A BAVISTHIEM Aede-
HVISI OOABHBIX AAKOTOABHBIM IIIPPO30M IIeYeHN B COYETaHUY C OKMpPEHNEM C UCIIOAb30BaHMEM aAeMeTVOHHA
¥ aprMHIHA TAyTaMara.

Martepuaa u MeTOABL B nccaepoBanyy mpuHsAAU ydactue 215 manyeHToB ¢ AMarHOCTUMPOBAaHHBIM aAKOTOAb-
HBIM IupposoM medenn (ALITT), cpean xoTopsix 6bIA0 66 KeHmMH 1 149 My>xuuH B Bospacte (48,1+9,7) aer
UL CpeAHelt IIPOAOAXKIUTEABHOCTBIO 3ab0AeBanMs (5,8+2,6) AeT. B 109 nanmenTos ararsoctiposas ALILT ¢ oxu-
pennem (I rpymnma) n B 106 narmenTos 661a AL 6e3 oxupenns (II rpymma). [TanmeHTsr ObIAM pa3sAeA€HBI
Ha MOATPYIIIBI B 3aBYCUMOCTH OT CTaAUM AeKoMIteHcaruy 1o Yariaba-TTbio. B 3aBucuMocTyt OT MpuMeHeHHOTO
IIPOTOKOAA AedeHusI (b IIPOTOKOA —6a30Bast Teparist, h IpOTOKOA —6a30Basl Tepalyisl B COY€TaHUY C aAeMETIO-
HVHOM M apTVHJHA FAyTaMaTOM) IIalIIeHTh! OBIAM pa3sAeAeHbI Ha IIOATPYIIIIBL.

PesyabTaThl. Y 60AbHBIX ¢ ALITT B coueTanmm ¢ 0XXKMpeHMeM I0Ka3aTEAU SAACTUIHOCTY TAPEHXMMBI [T€YeHN
II0 pe3yAbTaTaM CABUTOBOAHOBOI dAacTorpadpyn v rmokasaTean nHAexca FIB-4 6b1am Boimie ¢ kaaccamu A, Bu C
IO CpaBHEHMIO C TaKMMM II0Ka3aTeAsMI Y 60AbHBIX ¢ ALITT 6e3 oxmpenus. CoraacHO pe3yAbTaTaM paboThI
y 60AbHBIX ¢ ALITT coyeTaHme ¢ OXXMpeHMeM COIIPOBOXKAAAOCH boAee TsikeAbIM TedeHneM ALITT mo moxasare-
AsiM 1KaAbl Yanaba-TTsio n mporaoctigeckoro naaekca MELD. O6HapyskeHa IIpsiMast CBsI3b BEAUIMHEL PrOPO-
3a y 60apHBIX ¢ AL B coueTanmy ¢ O>XXMpeHreM 110 AAHHBIM dAacrorpadun u naaexca FIB-4 ¢ nokasareaem
TspKecTy Iupposa nedenu Yariaba-TTero n mpornocrimaecknm naaekcom MELD. Bkarogenne B cxeMy AedeHMsI
aAeMeTMOHIHA U apIVMHIHA FAyTaMaTa IIO3BOAVMAO YAYYIIUTH ObIIlee COCTOSIHYIE IIallIeHTOB, KOMIIEHCHPOBATh
KAMHIKO-AabOpaTOpHbIE II0Ka3aTeAN 1 YMEHBIINUTh TEMIIBI IIPOrpeccrpoBaHmsl pubposa IeueH.

BriBoaBI. Y 60AbHBIX ¢ ALIIT B coueTaHnm ¢ OXMpeHNeM BKAIOUYEHNE B KOMIIAEKCHOe AedeHle aAeMeTMOHIHA
M apTYHJHA TAyTaMaTa II03BOAMAO YAYYIIIUTD TeYeHNe 3a00AeBaHNs, O YeM CBUAETEABCTBYIOT M3MEeHEHI I10-
Kasareaent nHAeKcoB Yaiiaba-ITeio 1 MELD 1 criocobcTByeT yMeHBIIEHNIO TEMIIOB IIPOTrpeccupoBaHmst Pprbpo-
3a TIeYeHN 10 AAHHBIM dAacTorpadvm u nHAexca FIB-4.

Krtouesvie croea: arnkoroarHast 60Ae3Hb IeYeHy, HUPPO3 ITedeHy, OXKupenue, puépos
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