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Solutions to the problems of improving the population's health do not lose
their relevance. The emphasis made on the prevention and treatment of obesity,
cardiovascular diseases, on the reduction of cardiac mortality contributed to the
development of differentiated preventive measures. The concept of "Metabolic
Syndrome™ has combined into a single complex interdependent metabolic
disorders that form the basis of the pathogenesis of various diseases
(atherosclerosis, hypertension, ischemic heart disease, obesity, type 2 diabetes
mellitus, etc.). The possibilities of preventing and treating each of the diseases
that make up the metabolic syndrome are determined by the success of the
prevention and treatment of the metabolic syndrome itself.

I'MINEPI'JVIMKEMUAHUHI TYPJIN JAPAXKAJIIAPUIA CEMU3J/IUK
INPOPNJIAKTUKACH BA TAHA BASHUHHUHI' XOJIATH

Hypuisoesa llaxoanar Hypuiio Kusu
III.H.Hypunnoesa., https://orcid.org/0009-0002-1220-1187
Byxopo oaenam mubbuém uncmumymu, Byxopo, Y36exucmon

Axonu canomamuueunu AXWULAW 84 MYAMMOJLAPUHU XATl IMUW X03Uped
KyHOa Y3 oonzapoaucunu cakiab xeimoxoa. Cemusziux, OpaxK KoH-mMOMUp
KACANMUKAAPUHY  OJIOUHU ONUW  6a 0agoiawiea ouod oughgepenyuaiiauean
NPOPUIAKMUK 4OpaANapuuyu uwiad dukuw amanea owupuimoxoa. Memabonuk
CUHOPOM KOHYENCUsACU mypau Xul KACALIUKIAp (AmepocKiepos, 2UnepmoHus,
10PAK UMEMUK KACAMIUSU, CeMUpuLd, Ouabemuune UKKUHYU mypu 6a 6owkanap)
Ilamozcene3unune acocunu MawiKul 3mMaouean s20Ha Mypakkad y3apo 002nux
Memabonux Kacaiuxkiapea oupiauou. Memaboauk cuHOpOMHU MAWKUTL IMY84U
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KACAIMUKIAPHUHE Xap Oupunu Oa0uHU Oauul 6d 0d8oIAUl UMKOHUSIMIAPU
MemaboaUK CUHOPOMHUHE OJOUHU OJIUWL 84 OABOJAWHUHE MY8ADAKKULIU ACOCU
Xucoobnraunaou.

COCTOSAHHUE MACCHI TEJIA U TIPOPNJIAKTUKA O KUPEHUA
IIPU PA3JIMYHBIX KATEI'OPUAX 'HNIIEPTJIMKEMUHU

Hypuanoesa llaxogar Hypusio kusu
LII.H.Hypunnoesa https://orcid.org/0009-0002-1220-1187
byxapckuii cocyoapcmeennxit meouyunckuit uncmumym, byxapa, ¥Y36exucman

Pewenuss  3a0au  0300poénenus Hacenenuss He mepsAwOm  ceoel
akxmyanonocmu. CoenanHvle axyewmsl Ha NpedynpedcoeHue U JleyeHue
0JHCUPEHUS, CEPOEUHO-COCYOUCMBIX 3A00/1e6aHUL, HA CHUMNCEHUEe CepOeyHOU
cMepmHocmu cnocobcmaeosanu paspabomie ougpepenyuposarHvix
npoghunakmuueckux meponpusmui. Konyenyus «Memaboruueckuii cuHopom»
00beOUHUNA 8 eOUHbII KOMNIEKC 83AUMO3ABUCUMbLE HAPYUIEHUS. Memabou3Md,
cocmasnAawue 0CHO8Y namozeHe3a pasHvix 3abonesanuti (amepockiepos, Al
UBC, oorcupenue, caxapuuviti ouabem 2 muna u 0p.). Bozmooxcnocmu
NpeoynpexcoeHus U JjaedeHus Kaxcooco u3 3a001e6anul, CoCMAagIAOUUX
MemabdoaUyecKull. CUHOPOM, ONPeOeISIOMCsL YCNEeUHOCMbIO NPEeOYNPeHCcOeHUs. U
JIeYeHUsl CAMO020 MemaboIUuecK020 CUHOPOMA.

Obesity remains one of the most common diseases in the population of
both economically developed and developing countries. Up to 15-32% of the
inhabitants of these states are overweight. Despite the use of new approaches in
prevention and treatment, the number of obese people is not only not decreasing,
but, on the contrary, is progressively increasing, especially among women. The
leaders in this regard are the United Arab Republic, Germany, and the USA. Until
now, the real results of the ongoing treatment of obesity remain unsatisfactory.
WHO considers Obesity as a non-communicable epidemic affecting millions of
people on all continents [3, 2, 11, 20, 21]. Obesity the importance of the problem
Is determined by the threat of disability among patients of a relatively young age
and a decrease in life expectancy. The occurrence of such diseases as
atherosclerosis, type 2 diabetes mellitus (DM-2), osteoarthritis, gout,
cholelithiasis, reproductive dysfunction, varicose veins of the lower extremities,
hemorrhoids is associated with obesity. The likelihood of occurrence of both
cardiovascular and other diseases increases with increasing body weight and age

[1, 2, 3, 6]. Obesity is understood as a heterogeneous disease in which excess fat
286


https://orcid.org/0009-0002-1220-1187

“TOP IZLANUVCHI - 2025” ILMIY VA 1IJODIY ISHLAR TANLOVI

deposition in the body can be either an independent polyetiological disease or a
symptom of various other pathological conditions. Among the factors
contributing to the occurrence of dermatitis, a special role is assigned to a
hereditary predisposition. In families where both parents are obese, children are
most likely to be obese (up to 82%). In the presence of obesity only in the father
or only in the mother, the probability of obesity decreases (up to 39% and 52%,
respectively). At the same time, unfavorable environmental factors (unhealthy
lifestyle) also play a role in the realization of genetic predisposition [24]. In
addition to genetic factors, other independent risk factors should be identified that
determine the development of obesity: demographic (age, gender, ethnicity),
socio-economic (education, profession), mental and behavioral (dietary habits,
physical activity, alcohol, smoking, stress). It can be considered that obesity is the
result of a long-term imbalance in the energy balance, when excess energy intake
from food (overeating, excessive consumption of fatty foods) exceeds energy
expenditure (low physical activity), usually in persons with a hereditary
predisposition. This simplified scheme assumes the participation in this process
of a number of still insufficiently studied intermediate mechanisms (for example,
the influence of intestinal microflora, etc.) [9, 10, 11, 25]. In the pathogenesis of
obesity, a special place is occupied by the adipose tissue itself, which not only
plays the role of an energy reserve, but also has endo-, auto- and paracrine
functions. Adipose tissue produces biologically active substances that have a
variety of effects on the activity of metabolic processes in tissues and various
systems, either directly or indirectly through the neuro-endocrine system,
interacting with pituitary hormones, catecholamines, and insulin. These active
producers of adipose tissue include: leptin, interleukin-1.6 (IL-1.6), tumor
necrosis factor-a (TNF), tissue plasminogen activator-1 inhibitor (ITAP-1),
angiotensinogen, which stimulates protein acetylation, regulators of lipoprotein
metabolism - lipoprotein lipase (LPL), hormone-sensitive lipase (HPL),
cholesterol ester transfer protein. In turn, the function of adipose tissue is
influenced by catecholamines, corticosteroids, insulin. Adipose tissue is directly
related to the regulation of systemic inflammation by the release of
proinflammatory cytokines (IL-1,6, TNF) [8, 9, 12, 24]. In the regulation of
energy metabolism, the system of the central nervous system, hypothalamus-
adipose tissue, is of great importance. Leptin is an active factor in this system. It
Is assumed that the regulation of leptin activity ensures the conservation of energy
reserves and, in conditions of prolonged excess food intake, contributes to an
increase in the mass of adipose tissue. obesity is characterized by increased
production of leptin [1, 3, 8, 9, 12]. It was found that the risk of developing

diseases associated with obesity depends not only on the degree of excess body
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weight, the age of the patient, the duration of the disease, but also on the nature of
the distribution of fat. It turned out that complications are much more often
detected in patients with predominant accumulation of fat in the abdominal cavity
(abdominal, or visceral, or android, or upper obesity, or obesity of the "apple"
type) than in patients with predominant fat deposition in the subcutaneous tissue
on the buttocks and hips and in patients with general (mixed) obesity [2, 3].

The use of computed tomography or magnetic resonance imaging, which more
accurately reflects the topography of fat distribution, made it possible to find that
with AO, a large accumulation of visceral adipose tissue can be both with
overweight (with obesity) and with normal body weight (without signs of general
obesity). It has been shown that all AO variants have the highest risk of
complications in comparison with gluteofemoral obesity. AO is accompanied by
insulin resistance and hyperinsulinemia , which, in turn, are predictors of DM-2.
Moreover, it was found that excessive accumulation of visceral adipose tissue is
combined with an atherogenic lipoprotein profile of blood plasma -
hypertriglyceridemia, an increase in the level of low-density lipoprotein
cholesterol, and a decrease in high-density lipoprotein cholesterol (HDL C). At
the same time, hypercoagulable tendencies in the blood coagulation system are
also revealed, creating preconditions for thrombus formation, combined with
subclinical chronic inflammation [7, 11, 17, 23]. The biological mechanisms of
the formation of various types of fat distribution are not fully understood. The
development of AO is associated with a change in the metabolism of
glucocorticosteroids in adipose tissue. Under conditions of IR and GlI, the
conversion of cortisone into cortisol increases, the activity of which is stimulated
by insulin. The hormone has a local effect on adipose tissue, activating the
differentiation of stromal cells into adipocytes, intracellular accumulation of
lipids, as well as redistribution of adipose tissue with predominant accumulation
in the omentum and mesentery, which have a high level of blood supply. There is
also a connection between the distribution of fat and testosterone content, in
particular, for patients with AO, an increase in the content of free testosterone and
a decrease in the content of globulin binding the sex hormone are characteristic
[18, 24, 25]. Interest in the study of the pathogenetic significance of AO has
become noticeably heightened in connection with the development of the concept
of metabolic "syndrome X" (MS), proposed by Reaven G. MS combined a
complex of interdependent disorders of carbohydrate and fat metabolism, as well
as mechanisms of blood pressure regulation, endothelial function. AO is one of
the main components of MS along with IR, GI, impaired glucose tolerance (IGT),
arterial hypertension (AH), atherogenic dyslipidemia. The clinical significance of

MS is determined by a combination of risk factors that create preconditions for
288



“TOP IZLANUVCHI - 2025” ILMIY VA 1IJODIY ISHLAR TANLOVI

the aggressive development of atherosclerosis, its complications, diabetes
mellitus-2 and a number of other pathological processes dependent on
dysmetabolism. The essence of AO should now be considered within the
framework of the MS. Both genetic and external factors, including the
peculiarities of the patients' lifestyle, play a role in the development of MS, as
well as AO [1, 3, 4, 21, 24, 25]. If we consider obesity as a possible component of
MS, then the general principles of its differentiation should be taken into account.
There are different options for classifying obesity. They reflect the increase in
body weight, the type of obesity (primary, secondary), the severity of obesity
(three or four degrees), the stage of obesity (stable, progressive). To determine
the degree of excess body weight, there are various methods for calculating the
"theoretical™ or "ideal" body weight. In recent studies, classifications of obesity
by etiology, by the type of adipose tissue deposition, and by body mass index are
more often used [6, 8].
Classification of obesity according to the etiological principle:

v alimentary-constitutional (i.e. obesity - as an independent disease);

v/ symptomatic (- endocrine, - hypothalamic, - iatrogenic); by type of adipose
tissue deposition:

v abdominal, - gluteal-femoral, - general (mixed);

v/ body mass index: Quetelet's body mass index (BMI) (the ratio of body mass
in kg to the square of height in meters) - objectifies the degree of accumulation of
adipose tissue. As a criterion for "ideal" body weight, BMI indicators were taken
from 18.5 to 24.9, overweight - from 25.0 to 29.9, obesity - from 30.0 and above.
The higher the index, the higher the risk of concomitant diseases. Another
criterion for high risk is abdominal obesity (AO). To determine AO in everyday
medical practice, two indicators are used: a) the ratio of the waist circumference
at the level of the navel to the circumference of the thighs at the level of the
gluteal fold in (with AO OT / OB> 0.9 in men and> 0.85 in women) or waist
circumference in cm (with AO OT> 102 cm in men and> 88 cm in women). A
more accurate method for assessing AO (topography of adipose tissue
distribution) can be considered computed and magnetic resonance imaging [17].
Clinically, the differentiation of abdominal and general obesity seems to be the
first step in the diagnosis of MS.

Abdominal obesity and disorders of carbohydrate and lipid metabolism. In a
complex complex of metabolic disorders in MS, IR should be attributed to the
most significant signs of violation

1. Type of impairment of fat deposition BMI, kg / (m) 2 Risk of concomitant
diseases Deficiency of body weight 140/90 mm Hg. Art.
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2) general obesity with a BMI> 30 kg / (m) 2 or a sign of AO - the ratio of the
waist / hip circumference> 0.9 for men and> 0.85 for women.

3) dyslipidemia - an increase in the level of TG in plasma > 1.7 mmol / L and /
or low HDL C <0.9 mmol / L for men and <1.0 mmol / L for women,

4) microalbuminuria> 20 pg / min

5) impaired carbohydrate metabolism in the form of impaired glucose tolerance
(IGT) or SD-2 [1, 22].

The second principle of diagnostics was developed by experts of the US
educational program on cholesterol in the third report in 2001. There is no need to
determine IR to detect MS. The presence of three of the five components listed
below makes it possible to diagnose MS:

1) waist circumference (WC) as a marker of abdominal obesity> 102 cm in
men and> 88 cm in women

2) AH> 130/85 mm Hg. Art

3) a decrease in HDL C levels below 1.04 mmol / | for men and below 1.23
mmol / | for women

4) an increase in the level of triglycerides> 1.69 mmol / |

5) fasting hyperglycemia> 6.1 mmol / L [1, 22].

Initial medical examination in a polyclinic or in a hospital: complaints,
lifestyle, diet, hereditary burden, concomitant diseases (accounting for endocrine
diseases, SD-2), physical examination, determination of blood pressure, heart
rate, OT. Signs of AO (WC> 88 cm in women and> 102 cm in men) in
combination with hypertension (> 130/85 mm Hg) are a sufficient reason for a
preliminary diagnostic version of MS, especially if the patient has any
manifestations of atherosclerosis. It should be borne in mind that general obesity
can exist for a long time only as a risk factor for MS. Stage Il. Additional
examination to clarify the type of obesity or MS: blood plasma lipids (OH, X
LDL, X HDL, TG), fasting glucose and 2 hours after loading 75 g of glucose,
BMI, ECG, EchoCG. Diagnostic criteria for impaired glucose tolerance are
glucose levels <7.0 mmol / L in venous blood plasma and <6.1 mmol / L in
capillary blood on an empty stomach and> 7.8 - <6.1 mmol / L in venous blood
plasma and <5.6 mmol / L in capillary blood; 2 hours after a load of 30 kg / (m) 2,
moderate dyslipidemia, the presence of AO, NTG or CD-2, ischemic heart
disease, myocardial infarction, stroke. Variants of clinical manifestations of MS.
Despite the clinical diversity inherent in MS, a number of researchers identify its
most common variants [1, 21]. The evaluation criteria and the number of such
options are not the same for different authors. At the same time, it is worthwhile
to distinguish three clinical variants of MS based on the absence or presence of

dyslipidemia and impaired glucose tolerance (or type 2 diabetes mellitus) [21].
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1. Combination of AO with hypertension and dyslipidemia.

2. Combination of AO with AH, dyslipidemia and with NTG (or CD-2).

3. Combination of AO with AG and with NTG (or SD-2).

It should be emphasized that AO and AH in MS are the most common
combination. The peculiarities of biochemical changes must be taken into account
both in the diagnosis and in the determination of the treatment program.
Treatment of MS The main goal of treatment of MS should be considered to
reduce the total risk of cardiovascular diseases by correcting its components - a
decrease in AO, AH, IR, GI, indicators of impaired fat and carbohydrate
metabolism. Since the excessive accumulation of adipose tissue is one of the
main pathogenetic factors in the formation of IR and Gl, the leading place in the
complex treatment of MS should be taken by measures aimed at reducing body
weight and abdominal obesity, at correcting nutrition and increasing physical
activity. This lifestyle modification is considered the first, the main line of
treatment for both MS and general obesity without signs of MS [6, 8, 10, 21, 25,
1.

Correction of overweight and obesity. The program for reducing body
weight and AO includes two sets of measures. 1. Non-drug measures: - patient
education, psychological preparation, keeping a food diary, - diet, - changing
eating habits, giving up bad habits, - physical training. 2. Medical treatment. Non-
drug measures can be combined with drug treatment at any stage of the disease.

When determining a rational low-calorie diet, one must proceed from the
following provisions: 1). The diet is made taking into account the age, body
weight, gender, level of physical activity, dietary habits of the patient; 2).
Limiting the consumption of refined, quickly digestible carbohydrates (sugar,
honey, candy, cake). Complex carbohydrates (vegetables, fruits) should make up
at least 50% of the diet; 3). Limiting fat intake to 25-30% of the daily calorie
intake; four). Introduction to the daily diet of at least 25 g of fiber (wholemeal
bread, beans, oats). Fiber promotes the excretion of neutral stearins in the feces
and a decrease in plasma cholesterol levels; five). Limiting the daily intake of
table salt to 4-5 g. Long-term salt restriction helps to reduce blood pressure in
hypertension and regression of LV hypertrophy. It should be borne in mind that
with severe hypertension and hyper-TG, alcohol consumption worsens the course
of MS. In other cases, it is allowed to take 20-40 g of pure alcohol per day
(approximately 50 g of vodka or 150 g of dry wine). Small doses of alcohol
increase the level of antiatherogenic HDL C [1, 21].

Correction of carbohydrate metabolism disorders.

To correct IR, metformin (from the biguanide group) is usually used, which

has a positive effect on tissue IR by increasing glucose uptake by skeletal
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muscles. It has the ability to: a) reduce the rate of absorption of carbohydrates in
the small intestine, b) reduce appetite, c) improve intracellular glucose transport.

Metformin is used in patients with MS both without diabetes mellitus-2, and in
the detection of DM-2 [12]. In recent years, along with metformin, acarbose has
been used, which has shown good efficacy and safety in patients with impaired
glucose tolerance [12, 14]. New drugs that improve the sensitivity of cells to
insulin include the group of PPAR-y receptor agonists. Along with a decrease in
IR, these drugs contribute to the normalization of blood pressure, have
endothelium-protective, anti-inflammatory and antithrombotic effects. The next
generation of the drug, an agonist of PPAR-a receptors, activates fatty acid
oxidation and helps to reduce hypertriglyceridemia [19]. Clinical trials of these
drugs have not yet been completed.

Conclusion. Solutions to the problems of improving the health of the
population do not lose their relevance. The emphasis made on the prevention and
treatment of obesity, cardiovascular diseases, on the reduction of cardiac
mortality contributed to the development of differentiated preventive measures.
The related research has noticeably changed the pre-existing ideas about the
essence of the diseases mentioned. The concept of "Metabolic Syndrome™ has
combined into a single complex interdependent metabolic disorders that form the
basis of the pathogenesis of various diseases (atherosclerosis, hypertension,
iIschemic heart disease, obesity, type 2 diabetes mellitus, etc.). It became obvious
that the possibilities of preventing and treating each of the diseases that make up
the metabolic syndrome are determined by the success of the prevention and
treatment of the metabolic syndrome itself. There are a number of problems on
the way to improving the prevention and treatment of metabolic syndrome. The
first of them is the complexity of its diagnosis in the working conditions of a
practical doctor. In recent years, there has been a need for targeted examination of
a large number of patients. In these conditions, it becomes especially important to
define an accessible diagnostic program (with criteria that are feasible in the
primary health care setting), which would allow not only to isolate patients with
metabolic syndrome, but also to carry out long-term controlled treatment and
prevention. To a certain extent, these requirements are met by the
recommendations of experts from the US Cholesterol Education Program (ATP
11, 2001). The accumulated experience suggests that the ATP I
recommendations make it possible to detect metabolic syndrome by doctors of
different specialties without using special complex laboratory tests. Providing
early diagnosis and especially subsequent long-term controlled treatment opens
up new prospects for health-improving activities and large-scale epidemiological

studies.
292



“TOP IZLANUVCHI - 2025” ILMIY VA 1IJODIY ISHLAR TANLOVI

LITERATURE

1. Juraeva Kh.l. Badridinova B.K., Kadirov B.S., Majidova M.A., Yakhyaeva
Kh.Sh., Negmatullaeva M.A., Amonov M.K. Frequency of meeting the main
components of the metabolic syndrome during disturbance of different phases of
glycemic curve. /[ ACADEMICIA: An International Multidisciplinary Research
Journal. -Vol 9. -Ne 1. — 2019. — P. 20-22.

2. MansurovaM.Kh., NurilloevaSh.N. Ecological-hygienic condition and
assessment of the working conditions of workers of poultry farms. // Problems of
social hygiene public health and history of medicine.www.medlit.ru. - 2019. - Ne
29(6) (November-December). - P. 350-354

3. NurilloevaSh.N., JuraevaKh.l. Adequacy pharmacotherapy of metabolic
syndrome.// World journal of pharmaceutical research. August-Sept. -
2020.Volume 9. Issue 12.— P. 48-53.

4. Rajabova G.X., Soliyev A.U., Jumayev K.Sh. Clinical features and forecast
of ishemic heart disease in patients with metabolic syndrome. // AJMR. impact
factor: 6.053. -2019. — Volume 8. Iss 9. — P. 6-17

5. AunekcangpoB O.B., Anexuna P.M., T'puropeeB C.II., Exosa U.C.,
3onkuna U.B. Merabonuueckuii cunapom// Pocc. men. xypnai, 2006, Ne 6, ¢.50-
55.

6. Bbampurauaoa M.H. The prevalence of abdominal obesity among the
prevalence of abdominal obesity among the population as the main criterion of
the metabolic population as the main criterion of the metabolic syndrome.// This
article is available in Central Asian Journal of Pediatrics, «Scopus»,Published by
2030 Uzbekistan Research Online. — 2019.-Ne 2(2). — P. 116-1109.

/. bagputrnunoBa M.H., banpununoBa b.K. AHanu3 cocTosHUS JIeUeHUS
MEeTa00JIMYECKOT0 CUHAPOMAa Ha YPOBHE MEPBUYHOrO 3BEHA 3/pPAaBOOXpPAHEHUS.//
OnexkTpoHHBIN KypHai buonorust u unterparuBHas menuuunaa. — 2019. - No 3. —
C.18-29.

8. bamputaunoBa M.H., XKypaesa X.U., Acmonoa II.)K.,Paxabosal.X.
PaCHPOCTpaHeHHOCTI) a6I[OMI/IHa.]'H>HOFO OXHPCHHA CPCOHM HACCIICHHUA KakK
OCHOBHOU KpUTEpHUil MeTaboanyeckoro cunjapoma. / HoBblii 1eHb B MEIUIIMHE. -
2015. - Ne 4. - C. 56 - 59.

9. baaputrnunoa M.H., KaagupoB b.C. Oco6eHHOCTH KIMHUYECKOTO TEUEHUS
ocTporo uH(papkra MHOKapjaa y OOJbHBIX C META0OJUYECKUM CHUHIPOMOM.//
[TpoGiemsr Ononorun u MmeauiuHel. - 2019. - Ne 1.1(108). — C. 149 - 150.

10. bapputnuaoBa M.H., Kagupos b.C. Yacrora BcTpewaemocTu (haKTOpOB
pUCKa HAapyLIEHUH YIJEBOJAHOTO OOMeHa y OOJBHBIX C THIIEPTOHUYECKOM

6one3nbto.// [Tpobaembl Ononoruu u meauuussl. — 2018. - Ne 2.1(101). — C. 127.
293



“TOP IZLANUVCHI - 2025” ILMIY VA 1IJODIY ISHLAR TANLOVI

11. bapputnuaoBa M.H., KamupoB b.C., S3mypogor @.A. Ouenka
KEHIIMHAMU COCTOSIHUS CBOETO 3/I0POBbS B OTHOIIEHUH U30BITOYHON MACChI Tella
u oxxupenns.// COOpHUK Hay4YHBIX cTaTel 65 roanyHoil MexayHapoaHON HAyYHO
- MPaKTHYeCKol KOoH(pepeHIHH TaIKUKCKOTO TOCYAapCTBEHHOTO MEIUIIMHCKOTO
Yuusepcurera umenn A0y Anu ubuu Cuno. - 2017. Tom - 2. — C. 42 - 43.

12. bapputnunoa M.H., PaydoB A.A., S3mypamoB ®.A. Cps3p 6oneBoro
NpUCTYyIa y OOJIbHBIX UIIEMUYECKON 0O0JIE3HBIO ceplla MPU HATUYUK OTJEIbHBIX
KOMITOHEHTOB MeTabonuueckoro cusHjapoma // buonoruss u uHTErpatuBHas
MEIUIMHA, JIEKTPOHHBIN Hay4YHbIN xKypHai. — 2017. - Ne 6. — C. 23 - 37.

13. bapputnunoa M.H.,Paxa6osa I'.X. PacnpocTpaHEHHOCTh pa3IUYHBIX
dbopM uleMuyecKoit 60JIe3HN cep/Ia CPeAr JHI C OTACIBHBIMH KOMIIOHEHTaMH
MeTabO0INIECKOTOCHHIPOMA. Il CocrosiHue 3I0POBbs: MeINIIMHCKHE,
COLMAIBHBIE W TCHUXOJIOTO-TIeIarornyeckue acnektel VII  MmexayHapoaHas
Hay4HO-TIpaKTU4YecKas uHTepHeT-koHdepenmus. - 2016. - C. 87-93.

14. bparycs B.B., lllymakos B.A., Tanaesa T.B. MeTtabonuueckuii CUHIPOM:
npupoaa u MexanusMbl pazsutus// Kypu. AMH Vkpaiau, 2004, 1.10, Ne 4, c.
646-670

15. byrpoBa C.A. Oxupenue. CoBpeMeHHas TaKTUKa BeJeHus: 00abHbIX// Jleu.
Bpau, 2000, Ne 5-6, ¢.30-33. 9. Beitn A.M., Bo3necenckas T.I'. Oxupenue//
Mexnaynap. mea. xypaai, 2000, Ne 1, ¢.90-93

16. Kypaesa X.U., bagputnunoa M.H. UacToTa 1 BBISIBISIEMOCTh HEKOTOPBIX
KOMITOHEHTOB METa0OJMYECKOTO CHHIPOMA B PA3MUYHBIX TE€HJIEPHBIX TPyIIax.
//HoBbi#i nens B Mmequiune. — 2018. - Ne 4(24). — C. 25 - 29.

17. Kypaesa X.M., KaromoB JI.X., VYo6aiigosa /I.C., [Ixa66opo K. XK.
B3aumocBsa3p uH(papkra MHOKapaa ¢ METa0OJWYECKUM CHHAPOMOM. //
DJEeKTPOHHBINA HAy4HbIHN KypHal buonorus u naterpatuBHas meaumnuaa. — 2019.
- Ned4 (32). - C. 66 - 77.

18. Kanunuyenko C. Poabp aHIpOreHOB B JICUCHUM OXUPEHUS U
MeTab0JIMYECKOTro CUHapoMa y Mykuun// Bpau, 2006, Ne 11, ¢.15-18.

19. Mamenos H.M. AnropuT™bl JUarHOCTUKH M JICYCHHUS METa0OIHMYECKOTO
CUHJpPOMA B KJIMHUKO- aMOymnatopHbix ycinoBusx// Kapauonorus, 2005, Ne 5, c.
92-100.

20. Mamenos H.M. OGcyxaenue ocHOBHBIX Te3ucoB II MexmyHapoaHou
Hbm—ﬁopCKoﬁ KoH(pepeHn «MeTaboIuYeCKUii CUHIPOM U JAUCTUIUACMUS//
Pocc. kapauod. sxxypHai, 2005, Ne 5 (55), ¢.95-101.

21. Op3ueB 3.M., HypumioeBa III.H. KommeTreHTHOCTh KOJIMYECTBEHHBIX
MoKazaTesield BeAyIIuX KIMHUYECKUX MPU3HAKOB XoJiecTaza B AuddepeHmanum

ero rpananuii./TepaneBrnueckuii BecTHUK Y30ekucrana. — 2017. - Nel. —C.61-

65.
294



“TOP IZLANUVCHI - 2025” ILMIY VA 1IJODIY ISHLAR TANLOVI

22. Paxxaboma I'.X., Ixxymaes K.IILI. Metabolic syndrome: current issues, the
characteristics of manifestations in different ethnic group. // Physician's bulletin.
—2020. - Ne 2 (94). — C. 158-162.

23. Paxabosa [I'.X., Jlxymaes K.III., Mamacomues H.C. Merabonuk
CHUHAPOMHHUHT J073ap0 MyaMMOJIapH, Typid XWJI 3THUK Typyxjapja MeTaboiamk
CHUHIPOMHHHT y3ura Xoc Xycycusimiapu. // buonorus Ba THOOMET Myammonapu
Xankapo unmuii xkypHai. - 2019. - Ne 4.2. — C. 115.

24. Jurayeva X.l., Nurilloyeva Sh.N. Adequacy pharmacotherapy of metabolic
syndrome // World journal of pharmaceutical Research ISSN: 2277-7105.Vol 9,
Issue 12, 10 August 2020 Impact Factor: SJIF 2020 = 8.084, page no 48-53.

25. Nurilloeva Sh.N. Diagnosis of tubuloglomerular feedback in patients with
metabolic syndrome // World medicine Journal no 1(1) 2021. ISSN 2719-7107,
page no 651-655.

26. Hypumnoesa  II.H.  TunepraukemustHUHr  Typiu — Toudanapuaa
CEMUBIIUKHUHT Tapkanumu // Tubbuérma sauru kyH, Ne3(41)2022, 172-175
oetnap. (14.00.00; No22).

27. Nurilloyeva Sh.N. Prevention of obesity and overweight in patients with
various degrees of hyperglycemia // Innovative development in the global
science, https://doi.org/10.5281/zenodo.7357583.2022 Boston, USA, page no 74-
81.

28. Mavlonov N. Kh., Tursunova D. E., Nurilloyeva Sh.N.,Naimov D.K. Risk
Factors and Main Aspects of Lipid Metabolism Disturbances // Journal of
Advanced Zoology https://doi.org/10.17762/jaz.v44iS6.2107  ISSN:0253-
7214.Volume 44. Issue S-6 Year 2023.Page 342:346.

29. Badritdinova M.N., Nurilloyeva Sh.N., Naimov D.K., Yazmuradov F.A.,
Atoyeva M.N. Awareness of patients with metabolic syndrome about the role of
the main components of this syndrome, their application to doctors and following
recommendations // BIO Web of Conferences 121, 04012 (2024)
https://doi.org/10.1051/bioconf/202412104012. elSSN: 2117-4458, GLSBIA
2024.

295


https://doi.org/10.17762/jaz.v44iS6.2107
https://doi.org/10.1051/bioconf/202412104012

