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OCOBEHHOCTH BETETATAUBHOM U COCYIUCTOM
PEI'YJIAHUU MO3T'OBOI'O KPOBOTOKA
Y HAIIEHTOB C I'OJIOBHOM BOJIbIO HAITPSIKEHU S
CrosinoB A .H., Kanamuukos B.HU., Bactesinos P.C.,
Bpomkos M.M., Kanamnukosa U.B.,
Bakymenko UK., 'any3unckasa M.U., lllupukaiosa A.A.

Llembto  paboTsl  OBUIO  HCCENOBaHWE  KIMHHYECKOH
3HAYMMOCTH M IATOTCHETHYECKOH BaXXHOCTH COCYIUCTHIX (JaKTOPOB,
CBSI3aHHBIX C BETETaTUBHOM AUC(OYHKLHEH, NpPHU TOJNOBHOW Ooiu
Hanpsokenuss (IBH). ABropamMu IOKa3aHO MaTOreHETHYECKOE
3HAYEHHE BETETATHBHOIO M COCYAWCTOTO MEXaHH3MOB PETYJIALNN
0onM, WX B3aUMOJCHCTBHSA, a TaKKe MX HapyLIeHHs, 4YTO
CIOcOOCTBYeT Je3ajanTalli pa3iMYHBIX YPOBHEH peryssuu
cocymucToro ToHyca. IIpoBeneHHOe WCCleOBaHME —IIOKA3aIo
W3MEHEHHS]  BEreTaTHBHOTO  pEardpoBaHHMsi UM OOCECHEeUCHHUs
JgearensHocTd npu I'BH, yxaseiBaromue Ha HENOIHOLIEHHOCTb
LepeOpabHBIX  PETYISTOPHBIX MEXaHH3MOB Yy OOCIIEJOBAaHHOTO
KOHTHHI€HTa IAlUCHTOB, a TAaKKe Ha NPOSBICHUs JAe3ajalTaluu
BEreTaTHMBHOM CHUCTEMBI IIPH IIPOIPECCHPOBAHMS 3a00JIEBaHMS.
BeisiBIeHO HampshkeHHME T'yMOpPaTbHOTO-METabONMYECKOTO 3BEHA
pEryJiiliiM, UCTOLICHHE pEe3epBOB BAa30KOHCTPUKIMH, B T.U.
1epeOpaIbHOTO BEHO3HOTO KPOBOTOKA Y 162 mampeHToB MOJIOIOTO
BO3pAcTa B 3aBUCHMOCTH OT 4acTOThl Bo3HUKHOBeHUs 1’ BH, a Taxke
IIpU ee Mepexoje OT SMM30JMYECKOH 4YacTON MM XPOHHYECKOH.
IIpoBeneHHbIE UCCIEA0BAHMS IOKA3bIBAIOT U3MCHEHUS BEr€TaTUBHOM
peaktBHOCTH W ofecnedyeHus nearenbHocTH mpu ['BH, dto
yKa3plBaeT Ha HEIOJHOLECHHOCTh IepeOpaIbHbIX PEryJIsTOPHBIX
MEXaHU3MOB, a TAK)KE Ha BO3HUKAOLINE IIPOSBIICHUS 1e3aJallTAlluN B
TedeHWe IporpeccHpoBaHmsi  3abomeBaHus. IlokaszaHo,  9TO
NaTOr€HETUYECKUE MEXaHU3Mbl U UCTOUHUKU Bo3HUKHOBeHUs [ BH u
€e BapHaHTOB MMEIOT MYJIBTH(AKTOPHBIN XapaKTep C BOBJICUEHHEM
9NIEMEHTOB [IEHTPATIBHBIX U MePU(EPUIECKIX BETETATUBHBIX CHCTEM.

KuioueBble c10Ba: roj10BHas G0JIb HANPSHKEHYS!, BETETaTHBHAS
CUCTEMa, pErysilus COCYAUCTOrO TOHYCa, IIaTOrCHETHYECKUE
MEXaHU3MBI, yIbTPa3ByKOBOE CKAHHPOBAHHUE COCY 0B TOJIOBEI
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THE PECULIARITIES OF BRAIN BLOODFLOW
AUTONOMIC AND VASCULAR REGULATION
IN PATIENTS WITH HEADACHE TENSION
Stoyanov O.M.,Kalashnikov V.I., Vastyanov R.S.,
Broshkov M.M. Kalashnikova I.V., Bakumenko IK.,
GaluzinskayaM.l., Shirikalova A.O.

The purpose of the work was to investigate
clinical significance and pathogenetic importande o
vascular factors associated with autonomic dysfomndn
case of tension headache (THA). The authors shtiveed
pathogenetic significance of the autonomic and wasc
mechanisms of pain regulation, their interactienyell as
their disturbances which contributes to the distadam
of various levels of vascular tone regulation. Bhedy
showed changes in the autonomic response andtyctivi
managing in case of THA indicating the inferioriby
cerebral regulatory mechanisms in examined patiesnts
well as the manifestations of maladaptation of the
autonomic system with disease progression. Théotens
of the humoral-metabolic link of regulation, defatof
vasoconstriction reserves, including cerebral verood
flow in 162 patients of a young age, depending lan t
incidence of THA, as well as during its transitioom
episodic frequent or chronic. Studies have shown
changes in autonomic reactivity and maintenance of
activity in THA, which indicates the inferiority of
cerebral regulatory mechanisms, as well as the
occurrence of maladaptation during the progression
the disease. It is shown that the pathogenetic
mechanisms and sources of THA and its variants are
multifactorial in nature with the involvement otetents
of central and peripheral vegetative systems.

Key words: tension headache, vegetative system,
vascular tone regulation, pathogenetic mechanisess]
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LIPID METABOLISM FEATURES IN PATIENTS WITH THE COMB
OF NON-ALCOHOLIC STEATOHEPATITIS AND ITS CORRECTION
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INATION

The purpose of the study was to estimate the sffefadifferent treatment regimens on lipid metadrlin patients with
non-alcoholic steatohepatitis (NASH) in combinatioith obesity (OB) and pathology of the biliarydtdBT) according to the
6-month dynamic observation. A dynamic study of pafients with NASH in combination with OB and B@tpology was
performed, including the lipid metabolism indicaésdy. It was found that lipid metabolism disordeczurred in all groups of
patients, being characterized by an increasedtyterides, cholesterol of low density lipoproteiaad disorders of metabolism
and transport of the total cholesterol and redwteaesterol levels of high density lipoproteinscimmparison with apparently
healthy individuals (from p <0.05 to p < 0.001).mlned therapy including ursodeoxycholic acid angirdne glutamate in
addition to the standard treatment at the comoA®H course can be considered as a promising tedtadirection in this
category of patients, which permits to achieverdstoration of the main lipid metabolism indice®¥f p <0.05 to p <0.001).

Key words: nonalcoholic steatohepatitis, obesity, lipid metam, ursodeoxycholic acid, arginine glutamate.

The work is a fragment of the research project 'Wiavascular risk, vascular pattern, markers of &ibis and the
adipose tissue metabolism in patients with cardsouéar diseases in the comorbidity conditions ‘atestregistration
No. 01117U004202.
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Non-alcoholic fatty liver disease (NAFLD) is the ss@aommon disease in the internal medicine
clinic, its prevalence being steadily increasingstioularly under the comorbid course conditionstios
background of obesity (OB) and pathology of théabyi tract (BT) [5]. One of the main positions et
pathogenesis of the studied comorbid pathologhaslipid metabolism disorder [2, 3, 6]. Pathologica
changes in the liver tissue with lipid metabolisimodders and the dyslipidemia (DL) formation deyelo
due to various mechanisms: the cytotoxic fatty seiccumulation; reduction of the S-adenosyl-meth®n
content in hepatocytes; activation of lipid per@tidn under the influence of free fatty acids; r&dhn in
the rate of b-oxidation of these acids in the liMe?].

It is known that in patients with NAFLD the proattagenic serum lipid profile is observed,
including the low level of high density lipoproteitholesterol (HDLP cholesterol), high levels of
triglycerides (TG) and that of low density lipopeot cholesterol (LDLP cholesterol) [8,10]. It was
established that accumulation of fat in the livexynbe an independent factor in DL and suggestseatdi
pathogenetic chain: liver steatosis - DL - stegpaliéis [9, 14]. Taking into account the signifitan
contribution of the lipid metabolism changes in foemation of NAFLD and OB, we have analyzed
possible metabolic biomarkers that can signifigaatlange the NAFLD comorbidity course.

The treatment of patients with NAFLD lies in thegli diseases therapy, as well as in the correction
of concomitant metabolic conditions, such as DL, @Bulin resistance, and type 2 diabetes [11-5B, 1
Today, there are no common standards for NAFLDtimeat, particularly under the comorbidity
conditions, at the level of the global medical pic

Given the significant topicality of the NAFLD prah for modern medicine, a detailed study of
lipid metabolism is of scientific interest and sifiecpractical use in terms of developing new tipeea
aimed at inhibiting the progression of comorbidhgddgical conditions and improving the prognosis fo
these patients.

The purpose of the study was to estimate the effects of varitneatment regimens on lipid
metabolism in patients with non-alcoholic steataiiis (NASH) in combination with obesity (OB) and
pathology of the biliary tract (BT) according teetB-month dynamic observation.

Materials and methods. The total of 100 patients with NAFLD at the stagenon-alcoholic
steatohepatitis (NASH) in combination with OB and Bathology were examined: chronic non-calculous
cholecystitis, chronic calculous cholecystitis, @adients after cholecystectomy, with liver stestegyns
detected during sonographic or morphological exation of liver biopsy. Among the patients, theraeve
40 (40 %) men and 60 (60 %) women. The mean ageegpatients was (51.5£1.11) years. The control
group consisted of 30 apparently healthy persoitR)Acomparable in age (mean age of 49.4+2.52 years
and sex (8 men, 22 women) with patients in thetrineat group (p>0.05). Diagnosis of NASH and BT
pathology (chronic non-calculous cholecystitis, actic calculous cholecystitis, postcholecystectomy
syndrome) was established on the basis of detedtiagliver steatosis and its degree, moderate
hepatomegaly, diffuse thickening of the gallbladdells exceeding 3 mm and its deformation, the
presence or absence of concretions, biochemicalss@f cytolysis (hypertransaminasemia with a
predominant increase of alanine aminotransferaggenyy elevated ratio alaninaminotransferase /
aspartataminotransferase ratio value over 1.0)/anrdcholestasis with negative serological markasrs
viral hepatitis B, C, D, and autoimmune hepatéissence of alcohol overuse and taking hepatotoigsd
in patients by means of the ultrasound examinadfoabdominal cavity. The diagnosis of obesity was
established in accordance with the global practieabmmendations of the World Gastroenterology
Organization 2013, WGO Global Guideline ObesitydiBanass index (BMI) was calculated using the
Kettle formula. To characterize the lipid metabmiljghe total cholesterol (TCH), TG, LDLP cholestero
HDLP cholesterol were determined. In the blood, t@econtent was studied using "Lachema” biotest kit
KFK-2 photoelectrocolorimeter, No. 8815175, 19&&adorsk, Russia), the TCH content was determined
by the lica method using the Stat Fax biochemicalyzer 1904, No. 19221090, 2008. (Awareness
Technology Inc., USA), LDLP cholesterol and HDLPolgsterol levels were determined according to
Burstein and Samaj, using KFK-2 photoelectrocoletin, No. 8815175, 1988 (Zagorsk, Russia).

To assess the efficacy of different NAFLD treatmesgimens, all patients were divided into 3
groups by the adaptive randomization method (thstion of patients into groups initially by the
equiprobable allocation, then - into a less numergoup or with equal probability). All the selette
groups were statistically comparable in terms @& agd sex of patients, the NASH activity degree,| BM
obesity degree, and the concomitant BT pathology0.@b for all comparisons between the groups).
Patients of all groups, regardless of the treatmagimen, were prescribed lifestyle correction tfug 6
months period, namely: diet, physical activity, Wwand rest.

© O.Yu. Filippova, 2019
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Patients in group 1 (n = 34) received non-medicttemtment with the calorie intake reduction by
200 kcal every 2 weeks due to restriction of singaldbohydrates and animal origin fats and the emtdit
of seasonal fresh vegetables and fruit to the Aieobic physical activity was prescribed in theoamt of
150 minutes or more per week, taking into accohbatghysical condition and wishes of patients. Drug
treatment included: standard treatment in accomlanth the protocols for the provision of medicate
at NASH and chronic cholecystitis (metabolic drugth proven efficacy of L-carnitine, B group vitangi,
myotropic spasmolytics: mebeverin hydrochloridgomkinetics - domperidone) for 30 days. Patients in
group 2 (n = 33) received non-medicated treatmetft educing the caloric intake by 400 kcal every 2
weeks due to reducing the consumption of simpleataydrates and animal origin fats with addition of
seasonal vegetables and fruits to at least 3 ggryiar day. Aerobic physical activity was presatilrethe
amount of 200 minutes or more per week. Drug treatrrstandard treatment in combination with UDCA
for 30 days in a dose of 15 mg/kg-1 d-1. Patiemtgroup 3 (n = 33) received non-medicated treatment
with a reduction in calorie intake by 600 kcal ev2iweeks, which is achieved by reducing the amotint
carbohydrates and fats consumed with mandatoryiaddif the seasonal vegetable and fruit to the, die
at least 5 servings per day. Aerobic physical &gtivas prescribed in the amount of 250 and morreuteis
per week. Drug treatment: standard treatment andCAJIvere combined with the use of arginine
glutamate: the Glutargin drug (for 5 days: intrames drip-feed by 5 ml of 40 % solution with 200 @l
physiological solution twice a day, the next 20 glglutargin tablets were assigned by 0.75 g thineest
a day). The lipid metabolism study was performedhat beginning and at the end of treatment in all
patients, as well as 6 months after the treatnmeR0ipatients in each of the observation groups.

The primary data processing was carried out ugiegMicrosoft Office Excel 2003® suite (No.
74017-641-9475201-57075) (Microsoft CorporationAY8nd the STATISTICA v.6.1 licensing software
(AGAR909E415822FA). Taking into account the disitibn law (Kolmogorov-Smirnov criterion
corrected by Lilliefors), the quantitative indicaie given in the form of mean and standard errahef
mean (M+m). To compare the mean values betweegrthgs and in the dynamics, the Student (t) and
Mann-Whitney (U) criteria were used for independganrplings, the Student's (T) and Wilcoxon criteria
(W) were applied for the dependent ones with thef&wmn correction for multiple comparison.

Results of the study and their discussiorSpecific feature NAFLD in combination with OB and
pathology of the BT is the abnormal lipid metabwmliand progression of lipid and disorders. Analyzing
indices of blood lipid spectrum in patients withmearbid NAFLD course before starting the treatmént,
was established (table 1) that lipid metabolismomiers occurred in all groups of patients, being
characterized by an increase in TG, LDLP chole§tdisorders of metabolism and TCH transport ard th
low level of HDLP in comparison with apparently hbg persons (AHP) (from p<0.05 to p<0.001).
Moreover, in most patients, high content of TCHheaded with high levels of LDLP cholesterol. Thedé
of TCH increased in 1.3 times in patients of 2 gramd 1.5 times in patients of 1 group and 3 glioup
comparison with AHP (p <0.001 for all comparisoriBhe highest level of LDLP cholesterol with an
increase in 2.3 times was recorded in 1 group, @ampatients of 2 and 3 groups in 2.0 and 1.9 tirakgive
to the control values (p <0.001 for all comparigofi$s scores also increased in all observation ggou
from 1.9 times in 1 and 3 groups to 2.1 times itignds of 2 group (p <0.001 for all comparisonsih A
increase in the level of TCH, TG, and LDLP cholesttedrccurred against the background of HDLP
cholesterol decrease in all observation groupsivelto AHP (from p <0.05 to p<0.001). The lowestiéls
of HDLP cholesterol were in patients of 3 grouphnatdecrease in 1.4 times (p <0.001).

Since all common lipoproteins are transport forishmlesterol, the relative proportion of which
in them all is different, the richest in cholestariass of lipoproteins is LDLP cholesterol. Incseaf their
concentration in the patient’s blood indicatessodier of the metabolism and cholesterol trandjgoA].
Reducing the intensity of the reverse TCH transfrorn tissues to liver due to insufficient syntlsesf
HDLP cholesterol and a sufficient level of hypergsterolemia in LDLP cholesterol and
hypertriglyceridemia creates conditions not onllydevelopment and progression of NAFLD, but algo fo
other disorders. Metabolic preconditions of the NUBFS progression in the context of comorbidity are
dyslipidemia type Il due to hypertriglyceridemiadareduced level of high density lipoprotein. Durihg
follow-up study of lipid metabolism after the corapbn of the main treatment course in each grdwpas
found that the blood lipid profile dynamics in teamined patients depended on the particular tegtm
pattern used at taking prophylactic and therapemgéasures (table 1). To improve the efficiency of
therapeutic and preventive measures to reducertigegssion NAFLD in patients with OB and pathology
of the BT to the standard treatment was proposeddiition of UDCA drugs of arginine glutamate. $hu
the TCH level after 30 days of treatment in groupa8ents reduced by 1.5 times compared to theegalu
before treatment, by 1.6 times after treatmentiartl months it reached normal values (p<0.001 for a
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comparisons). In group 2 patients, the THC levathed normal values within 30 days after treatment,
reducing by 1.3 times, and in 6 months after treatim by 1.4 times compared to the baseline (p<4).00
In group 1, there only was a tendency to the TGHicgon by 1.2 times in 30 days after treatmen0(ps).
The values of TG in group 3 patients were the lawig. 1) and statistically differed in 30 daysda
months after treatment from the values of group<D(001) and 6 months after treatment from theeglu
of group 2 (p<0.01).

Tablel

Lipid metabolism indices in patients with NASH with concomitant OB and BT pathology
in the treatment dynamics (M £ m)

Index 'ﬁ":;o Group Before treatment 30 days after 6 months &ifte?20)

1 (n=34) 7.62+0.39 ### 6.61+0.32 *### 6.70£0.35 ###
TCH, mmol/L 150'.2137 2 (n=33) 6.831£0.43 ### 5.20+0.18 ***"" 5.05+0.19 **¥"

3 (n=33) 7.86+0.53 ### 5.42+0.22 ***"" 4.85+0.17 **¥

1 (n=34) 2.2240.19 ### 1.88+0.13 ### 1.89+0.15 ###
TG, mmol/L 11010‘:9 2 (n=33) 2.3510.16 ### 1.4910.09 ***#' 1.3620.08 ***'"

3 (n=33) 2.2140.16 ### 1.2710.08 ***" 1.030.08 ***"""qq]

1 (n=34) 87.1+8.7 ### 78.816.7 ### 78.618.7 ###
I(;rlljcl)_lssterol, un. igg 2 (n=33) 76.3+7.8 ### 54.8+3.7 **#HE" 53.5+4.6 **##"

3 (n=33) 71.845.7 ### 48.4+42.2 *rrff" 43.942.1 ***""q|
HDLP L6 1 (n=34) 1.44+0.06 # 1.37+0.06 # 1.34+0.08 #
cholesrterol, 16_05 2 (n=33) 1.394£0.08 # 1.50£0.05 1.45+0.08
mmol/L 3 (n=33) 1.15+0.07 ### 1.48+0.06 *** 1.57+0.07

Note: 1. * — p<0.05; ** — p<0.01; *** — p<0.001compared tcetlevel before treatment; 2. # — p<0.05; ## — pk0H#H — p<0.001
compared to AHP; 3.— p<0.05;"" — p<0.01;""" — p<0.001 compared to group 1 patients; 4. 16-G55 11 — p<0.01 compared to group 2 patients.

TG parameters after treatment in group 1 did natimenormal values and differed only from AHP
(p <0.001). We observed the lowest level of LDLBIebterol in group 3 (fig. 2) with the reduction by
times relative to the indices before treatmentchlstatistically distinguished these patients’ @edifrom
the similar values of patients in groups 2 and thiwi6 months after treatment (from p<0.05 to p€Q)0
The highest level of HDLP cholesterol 6 monthsratte treatment, with a 1.4-fold increase, was olesk
in group 3 patients that statistically distinguidhieir indices from the lowest similar level inogp 1
(p<0.05).

TG LDLP cholesterol
3 120
# 100 +
| # # # # # # #
= 80 - #
° 2 # »
# -
£ *n 60 |
£ * g
= 40
1
0 m
0 PHP group 1 group 2 group 3
PHP group 1 group 2 group 3 before
before treatment| 1,14 2,22 2,35 2,21 treatment|  o° il o2 s
30 days 1,88 1,49 1527 30 days 78,8 54,8 48,4
6 months 1,89 1,36 1,03 6 months 78,6 53,5 43,9

Fig. 1. - Dynamics of TG indices changes in pasientth
NASH in combination with OB and BT pathology.

Fig. 2. - Dynamics of LDLP cholesterol changes atignts
with NASH in combination with OB and BT pathology.

Thus, arginine glutamate, which was included ihtreatment complex, can be attributed to the
class of lipotropic substances with the lipid-cotirgg, hypolipidemic action, which was confirmedtine
works of other authors [1]. The comparative intetgr analysis indicates a lack of the standardrtreat
efficacy and confirms the need to include moredife drugs into the complex of treatment meastirats
can have a greater impact on lipid metabolism. Tindusion of the UDCA and arginine glutamate
combination into the standard treatment of NASHsesded with OB and BT pathology is not only
clinically positive but also contributes to the piee dynamics of lipid metabolism indices, i.eethse of
this combination is pathogenetically substantiated.
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Combination medical therapy in patients with thelusion to the standard treatment UDCA and
arginine glutamate, can significantly improve thgd profile, that can reduce the risk of progressof
inflammatory and fibrosing reactions in patientshWNAFLD in combination with OB.

The implementation of research results into practidgll expand the possibilities of early
diagnostics of NASH in patients with OB and patlgyief the BT and enable the prediction of the disea
course in terms of identifying possible risk fastor

The results of our study on changes in lipid meliaboindices and their correction possibility in
comorbid patients with NASH do not contradict tksults of other researchers [3-5, 8]. NASH has been
associated with several cardiovascular risk factiaduding obesity, dyslipidemia. NASH is also
characterized by atherogenic dyslipidemia and ldighsity lipoprotein dysfunction, which is convingin
proved in the works of other researchers [4, 8, 10]

In our opinion, it can be explained by the UDCA stalnce’s capability to initiate the divergence
of various biochemical processes in the body, thesequence of which is modulating a number of
important physiological processes, particularly lipid metabolism correction. UDCA promotes the DL
correction, especially in the context of administgrother hepatoprotectors, namely, arginine glat@m
An important aspect, in our opinion, of the pharotagical properties of arginine glutamate is itslgable
effect on the TG and LDLP cholesterol levels caroecin serum, which are important components ef th
DL formation, being a pathogenetic basis of stegpatitis, particularly under the comorbidity comatits
on the background of OB and BT pathology.

1. In patients with NASH, the combined course & thsease contributes to changes in lipid
metabolism with an increase in TG, LDLP cholestensth the metabolism and TCH transport disorders
against the background of a HDLP cholesterol redndffrom p<0.05 to p<0.001), which contributes to
maintaining structural changes in the hepatobilgstem.

2. Combined therapy of patients with a comorbid WMA®urse can significantly improve the lipid
metabolism, which can contribute to reducing riskshe disease progression. The results of theystud
indicate that the combined therapy with inclusidnstandard UDCA and arginine glutamate in the
comorbid NASH course can be considered a promitiegd in this category of patients’ treatment,
permitting recovery of the main lipid metabolisndices (from p<0.05 to p<0.001).

Prospects for further researclie in studying the indices of fibrosis in the dyrics of treating the patients with a
comorbid NASH course.
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OCOBJMBOCTI JIIIITHOI'O OBMIHY
Y XBOPHUX 3 KOMOPBIJHUM NEPEBIIOM
HEAJIKOT'OJIBHOT'O CTEATOI'EIIATUTY
TA OO KOPEKIIISI
®diainnosa A.1O.

Mertoro po6GoTH OyJI0 OIIHUTH BIUIMB Pi3HUX CXEM
KOMILJIEKCHOTO JTIKYBaHHS Ha IOKA3HUKH JiIiJHOTO OOMIHY Y
nauieHTiB 3 HeankoroabHuM crearorenatutoM (HACT) B
noennanti 3 oxupinaam (OXK) Ta marosoriero GimiapHOro
tpakry (BT) 3a paHuMu 6-MiCSYHOrO JAWHAMIYHOTO
crioctepeskeHns. [IpoBeneHo auHamiuHe obctesxeHHs 100
nauientiB 3 HACI' B noexnanni 3 OX i narounorieto BT, sike
BKJIIOYAJO JOCIIDKSHHS IIOKa3HHUKIB JIiMiJHOTO OOMiHYy.
BceranoBneHo, 1m0 mOpymIeHHS — JmgHOTO — OOMiHY
BimOyBaiica y BCIX TIpymax XBOPHUX, XapaKTepU3yBaIHCS
30UTBIICHHSIM TPUIIILEPHIIB, XOJECTEPHHY JIMONPOTETHIB
HU3BKOI IIUIBHOCTI 1 MOpyIIEHHSAM OOMiHY i TpaHCHOPTY
3araJbHOTO XOJIECTEPUHY 1 3HIDKCHHSM DPIBHS XOJECTEPHUHY
JIIONPOTETHIB BUCOKOT IIIHOCTI B IIOPIBHSHHI 3 MPAKTUYHO
3nopoBuME ocobamu (i p<0,0510 p< 0,001) KombinoBana

Tepamis 3 JOJaBaHHSAM [0 CTaHIAPTHOTO JIIKyBaHHS
mpemnapaTiB ~ ypcOAE30KCHXO0JEBOI KHCIOTH 1 apriHiHy
rrytamaty 3a KomopbimHoro mepebiry HACT moxe

PO3TISLIATHCS SIK TIEPCIIEKTUBHIUI HAIPSIMOK B JIIKYBaHHI ITi€i
KaTeropii MaIieHTiB, KU T03BOJISE JOOUTUCS HOpMATi3aril
OCHOBHMX IIOKa3HHKIB Jimignoro o0miny (Big P<0,05 no
p<0,001).

KurouoBi cioBa: HeajaKoOrojbHUH CTeaTOrenaTuT,
OXKHUpiHHS, JNimigHuii 0OMiH, ypCOIE30KCiXomieBa KHCIOTA,
apriHiHy rIyTamar.
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OCOBEHHOCTHU JTMIIUJHOT'O OBMEHA
Y HAIMEHTOB C KOMOPBU/JHBIM TEYUEHUEM
HEAJIKOI'OJIBHOT'O CTEATOT'EIIATUTA

M EIr'o KOPPEKIIUA
@uaunnosa A.1O.

Lenpio paboThl OBUIO OLIEHUTH BIUSHHUE PA3HBIX CXEM
KOMIIJIGKCHOT'O JICUCHHSI Ha MOKa3aTeJH JIMITHIHOTO OOMeHa y
MALMEHTOB C HeaJKoroibHeIM crearorenatutoM (HACT) B
coueranun ¢ oxuperueM (OXK) u martosorueil GHIHAPHOTO
tpakta (BT) 0o maHHBIM 6-MECSYHOrO IHHAMHYECKOTO
HaOnronenus. [IposeneHo auHammudeckoe obcienoBanue 100
nanueHToB ¢ HACT B coueranunn ¢ OX u maronorueit BT,
KOTOPOE BKIJIIOYAJIO HCCIICNOBAHME IOKAa3aTeNeH JIMITHIHOTO
oOMeHa. YCTaHOBIICHO, YTO HApYLICHUS JUIHIHOTO OOMEHa
MIPOMCXO/IMIIM BO BCEX IPyIIax OOJILHBIX, XapaKTEPU30BAIUCH
YBEIMYECHHEM TPHUTIIHILEPHIOB, XOJIECTEPUHA JIMIONPOTEHHOB
HU3KOH IUIOTHOCTH WM HapyIIeHHeM OOMeHa ¥ TpaHCIopTa
o0ILIero XOoJeCTepUHa M CHIDKEHHEM YPOBHs XOJIECTEpHHA
JIMIIONPOTEHHOB  BBICOKOH IUIOTHOCTH B CpPaBHEHHH C
npaktidecku 3mopoBbiMu Juiamu (ot p<0,05 mo p<0,001).
KomOunupoBaHHas Tepanus ¢ 100aBJIeHHEM K CTaHIAPTHOMY
JCUYCHUIO TPENapaToB YpPCOJE30KCHXOJIEBOH KHUCIOTHI U
apruHMHa TiyTamata npu komopOumHoM teueHun HACT
MOXET pacCMaTPUBAThCS KaK IEPCIIEKTHBHOE HANpaBIeHHE B
JICYEHHH JTON KaTerOpPHWH MAIUEHTOB, KOTOPOE II03BOJISET
JOOUTHCSI HOPMAJIM3ALUK OCHOBHBIX MOKAa3aTelei JINIHUIAHOTO
obmena (ot p<0,05m0 p<0,001).

KiioueBble cj10Ba: HEaJIKOTOJIBHBIH CTEATOreNaTur,
OXKUPEHHE, JINITUIHBIA 00MEH, yPCOAE30KCUXO0INEBast KMCIIOTA,
aprUHUHA TJTyTaMar.
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HAYKOBE OBIPYHTYBAHHSI KOHBEPCII METOJY OCTEOCHUHTE3Y
BOTI'HEITAJIBHUX ITEPEJIOMIB JOBI'HX KICTOK
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Mertoro nocnmimKeHHs1 OyJ0 MOKpaIleHHs pe3yIbTaTiB JIKyBaHHS BOTHEMAJIbHUX MEPEJOMIB JOBIHX KICTOK LUIIXOM
BIPOBA/DKEHHSI KOHBEPCIil 30BHIIIHBOTO OCTEOCHHTE3y Ha BHYTpimHIH. Macus mocmimkenHs craHoBwin 290 mopaHeHuX 3
BOTHEIAJbHUMH IEpeIOMaMH JOBIUX KICTOK KiHIIBOK, sIKi oTpuManu ymkomkeHHs B 2014-2018 pp mpu nposeneHHi
aHTHTEPOPHUCTHYHOI omepauii. [Ipu mocrymienHi Ha npyruii pisers y 118 (40,7%)nopanennx Gysio MpOBEIEHO KOHBEPCiHO
CTEP)KHEBOTO anapary 30BHIIIHBOI (ikcauil Ha BHYTpilHii ocreocuntes, y 172 (59,3%) -anmapar OyB OCTATOYHHM METOIOM
nikyBanHs. [IpoBeneHHs1 KOHBepCii OCTEOCHHTE3y NMPU3BOIMIO /10 30UIbIIeHHS 100pux (yHKUiOHATBHUX pe3ynbrariB Ha 20,8%
Ta 3MEHILECHHS BiIHOCHOT KiJIbKOCTI He3a10BibHUX —Ha 11,9% 0.<0,05).KoHBepcist MeTOLy OCTEOCHHTE3Y € BaXKJIMBHM METOJIOM
npodiTaKTHKA KOHTPAKTYp KPYIHHUX CYTI00iB, KU JO3BOJISE 3HU3UTH iX pPiBEHb y MOPAHEHHUX 3 BOTHETIAJHLHUMH MIEPEIOMaMu 3
33,0%10 6,5%.

Kuniouosi ciioBa: BimHOBIeHHs (YHKI{, BOTHENAJIbHI NMEpeIoMHU, KOHBEPCis METOIy, OCTEOCHHTE3 KiCTOK, CHCTeMa
MEJMYHOTO 3a0e3MeueHHs.
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