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Abstract. Mitochondria are essential organelles responsible for cellular
energy production, regulation of apoptosis, calcium homeostasis, and reactive
oxygen species (ROS) balance. Dysfunction of mitochondria has emerged as a
central pathological mechanism in numerous human diseases, ranging from
neurodegenerative and cardiovascular disorders to metabolic and age-related
conditions. Recent advances in molecular biology and genetics have
uncovered the intricate relationship between mitochondrial DNA (mtDNA)
mutations, oxidative stress, and impaired bioenergetics in disease
development. This paper discusses the biological basis of mitochondrial
dysfunction, its systemic implications for human health, and the therapeutic
strategies aimed at restoring mitochondrial integrity and function.
Understanding mitochondrial biology not only reveals insights into the
fundamental processes of life but also provides new avenues for the diagnosis
and treatment of complex diseases.

Keywords: mitochondria, dysfunction, oxidative stress, human
diseases, bioenergetics, mtDNA, apoptosis, metabolism

Introduction. Mitochondria, often described as the “powerhouses” of
the cell, are double-membrane-bound organelles responsible for generating
adenosine triphosphate (ATP) through oxidative phosphorylation. They are
integral to nearly every aspect of cellular physiology, including metabolism,
calcium buffering, cell signaling, and the regulation of programmed cell death
(apoptosis). Each human cell contains hundreds to thousands of
mitochondria, depending on its energy demands. Despite their importance,
mitochondria possess their own circular DNA (mtDNA), distinct from nuclear
DNA, and are maternally inherited. This unique genetic autonomy makes them
both powerful and vulnerable: while they enable cells to produce energy
independently, they are highly susceptible to mutations and oxidative
damage.

Over the last several decades, mitochondrial biology has transitioned
from a niche area of cell physiology to one of the central focuses of medical
biology. Mitochondrial dysfunction is now known to play a role in a wide
spectrum of diseases, from inherited mitochondrial syndromes to complex
disorders such as Alzheimer’s disease, Parkinson’s disease, diabetes mellitus,
and cardiovascular diseases. Moreover, age-related mitochondrial decline has

A been implicated in the natural process of aging itself. This growing
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understanding emphasizes that mitochondria are not merely static power
generators but dynamic regulators of cell life and death.

The underlying mechanisms of mitochondrial dysfunction are
multifactorial. They include mutations in mitochondrial DNA, defects in the
electron transport chain, imbalance between ROS production and antioxidant
defenses, and disturbances in mitochondrial dynamics—fusion, fission, and
mitophagy. Mitochondrial dysfunction can trigger bioenergetic failure,
promote oxidative stress, activate inflammatory pathways, and ultimately
result in cell death. The consequences of these processes extend beyond
individual cells to entire organs and systems, manifesting as chronic human
diseases.

This paper aims to explore the role of mitochondrial dysfunction in
human pathology. It reviews the biological foundations of mitochondrial
damage, describes how it contributes to various disease states, and examines
emerging therapeutic strategies that target mitochondrial function to restore
health and longevity.

Mitochondria serve as the central hub of cellular metabolism. They
convert nutrients such as glucose and fatty acids into ATP via oxidative
phosphorylation in the inner mitochondrial membrane. The process depends
on the proper function of five multi-protein complexes (I-V) of the electron
transport chain (ETC). During this process, electrons are transferred through
a series of redox reactions, generating a proton gradient that drives ATP
synthesis. However, this same mechanism inevitably produces reactive
oxygen species (ROS) as byproducts.

Under normal conditions, cells maintain a delicate balance between ROS
generation and antioxidant defenses. When this balance is disrupted,
excessive ROS damages mitochondrial membranes, proteins, and DNA—
leading to mitochondrial dysfunction.

Mitochondrial DNA is especially vulnerable to oxidative stress due to its
proximity to the ETC, lack of protective histones, and limited repair
mechanisms. Mutations in mtDNA can impair the function of respiratory chain
enzymes, reducing ATP production and further increasing ROS generation in a
self-perpetuating cycle. These mutations accumulate with age and are
associated with neurodegenerative disorders, cancer, and cardiovascular
diseases.

In neurodegenerative diseases such as Alzheimer’s and Parkinson’s,
mitochondrial dysfunction plays a fundamental role in neuronal death.
Neurons are highly energy-dependent and particularly sensitive to
disruptions in ATP production. In Alzheimer’s disease, mitochondrial
dysfunction contributes to amyloid-beta accumulation and tau
phosphorylation, exacerbating synaptic loss and cognitive decline. Similarly,
in Parkinson’s disease, defects in mitochondrial complex I activity lead to
dopaminergic neuron degeneration in the substantia nigra. Genes such as

A PINK1 and Parkin, which regulate mitophagy, are often mutated in familial
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forms of Parkinson’s, highlighting the critical role of mitochondrial quality
control.

In metabolic diseases like diabetes and obesity, mitochondria are
central regulators of insulin sensitivity and lipid metabolism. Impaired
mitochondrial oxidation of fatty acids and glucose results in lipid
accumulation and insulin resistance. Moreover, mitochondrial dysfunction in
pancreatic -cells diminishes insulin secretion. These disturbances create a
metabolic imbalance that contributes to the progression of type 2 diabetes.

Cardiovascular diseases also have a strong mitochondrial component.
The heart, being one of the most energy-demanding organs, relies heavily on
mitochondrial ATP production to sustain continuous contraction. During
ischemia (lack of oxygen) and reperfusion (restoration of oxygen),
mitochondrial damage occurs due to ROS bursts and calcium overload, leading
to cardiomyocyte death. Chronic mitochondrial dysfunction contributes to
heart failure, hypertension, and atherosclerosis.

Beyond organ-specific diseases, mitochondrial dysfunction has been
implicated in cancer biology. Tumor cells often exhibit altered mitochondrial
metabolism—a phenomenon known as the “Warburg effect”—where they rely
on glycolysis even in the presence of oxygen. Although initially thought to
reflect defective mitochondria, recent evidence suggests that cancer cells
reprogram mitochondrial function to meet their biosynthetic and redox needs.
Mutations in mitochondrial enzymes such as isocitrate dehydrogenase (IDH)
and succinate dehydrogenase (SDH) generate oncometabolites that promote
tumor growth through epigenetic reprogramming.

Aging is another area where mitochondrial dysfunction exerts a
profound influence. The mitochondrial free radical theory of aging proposes
that accumulated oxidative damage to mtDNA leads to progressive
mitochondrial decline, reducing energy output and cellular function.
Experimental evidence supports this model: animals with enhanced
mitochondrial antioxidant defenses exhibit delayed aging, while those with
mtDNA mutations show premature aging phenotypes. Furthermore,
mitochondria regulate apoptosis through cytochrome c¢ release, which
influences tissue homeostasis and longevity.

At the cellular level, mitochondrial dysfunction not only affects energy
metabolism but also disrupts calcium signaling and induces inflammation.
Damaged mitochondria can release mitochondrial DNA into the cytosol,
activating innate immune pathways such as the NLRP3 inflammasome. This
contributes to chronic inflammation, a hallmark of diseases like
atherosclerosis and neurodegeneration. Mitochondrial impairment also
affects autophagy and cell differentiation, linking it to degenerative and
developmental disorders.

Recent research has expanded our understanding of mitochondrial
dynamics—fusion and fission—as essential components of mitochondrial

A quality control. Fusion helps to dilute damaged components, while fission
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isolates dysfunctional mitochondria for degradation via mitophagy. When
these processes are dysregulated, cells accumulate defective mitochondria
that compromise their viability. In diseases like Alzheimer’'s and
cardiomyopathy, disrupted mitochondrial dynamics have been observed,
indicating their therapeutic potential.

Therapeutically, restoring mitochondrial function is an active area of
medical research. Approaches include antioxidant therapies (e.g., Coenzyme
Q10, MitoQ), mitochondrial-targeted peptides (e.g., SS-31), and compounds
that stimulate mitochondrial biogenesis, such as resveratrol and PGC-1la
activators. Lifestyle interventions like regular exercise and caloric restriction
are also known to enhance mitochondrial health by improving oxidative
metabolism and stimulating autophagy. Gene therapy represents another
frontier, aiming to correct mutations in mtDNA or nuclear-encoded
mitochondrial genes.

The challenge in treating mitochondrial diseases lies in the complexity
of mitochondrial biology and their dual genetic control. However,
advancements in mitochondrial replacement therapy (MRT), stem cell
research, and genome editing technologies such as CRISPR/Cas9 have opened
new avenues for personalized treatment. Early detection through
mitochondrial biomarkers in blood or tissues may also allow preventive
interventions before irreversible organ damage occurs.

Results and Discussion. Extensive experimental and clinical data
confirm the central role of mitochondrial dysfunction in human pathology.
Studies in animal models have shown that inducing mtDNA mutations leads to
phenotypes resembling human degenerative diseases, validating the causal
relationship between mitochondrial impairment and disease. Clinical
observations further support this link—patients with mitochondrial diseases
display multisystem symptoms such as muscle weakness, neurodegeneration,
cardiac defects, and endocrine abnormalities.

Data from molecular analyses reveal decreased ATP production,
increased ROS levels, and impaired mitophagy in affected tissues. Therapeutic
trials with mitochondrial-targeted antioxidants have demonstrated partial
restoration of mitochondrial function and reduced oxidative damage in both
animal and human studies. For example, supplementation with CoQ10 has
improved cardiac and skeletal muscle performance in patients with
mitochondrial myopathies. Similarly, lifestyle interventions such as aerobic
exercise have been shown to enhance mitochondrial density and function in
aging populations.

While progress is promising, several challenges remain. Mitochondrial
heteroplasmy—the coexistence of normal and mutant mtDNA—creates
variability in disease severity and response to therapy. Additionally,
delivering therapeutic agents across the mitochondrial membranes remains a
technical hurdle. Nonetheless, the growing understanding of mitochondrial

A dynamics, communication with other organelles (especially the nucleus and
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endoplasmic reticulum), and their role in systemic metabolism provides a
strong foundation for novel treatment strategies.

Conclusion. Mitochondrial dysfunction stands at the crossroads of
many human diseases, acting as both a cause and consequence of cellular
pathology. From neurodegeneration and cardiovascular failure to metabolic
imbalance and cancer, the breakdown of mitochondrial homeostasis disrupts
energy metabolism, redox balance, and cellular signaling. The growing body of
research underscores the importance of mitochondria not merely as energy
producers but as dynamic regulators of life, death, and aging.

Future therapies targeting mitochondrial biogenesis, DNA repair,
antioxidant defense, and quality control hold promise for mitigating disease
progression and extending healthy lifespan. By integrating molecular biology,
genetics, and clinical research, medical science continues to unravel the
central role of mitochondria in health and disease, paving the way for
innovative diagnostic and therapeutic strategies that may redefine modern
medicine.
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MEDICINE AND NATURAL Maktab yoshdagi bolalarda Kkaries rivojlanishining
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Annotatsiya: Ushbu ilmiy-nazariy maqolada maktab yoshidagi
bolalarda tish Kkariesi rivojlanishining asosiy xavf omillari, etiologik
mexanizmlari, klinik ko‘rinishlari va profilaktik yondashuvlari kompleks
tarzda yoritilgan. Kariesning shakllanish jarayoni tish to‘gqimalarining
anatomik tuzilishi, emalning mineral tarkibi hamda og‘iz bo‘shlig‘i muhitining
biologik xususiyatlari bilan chambarchas bog‘liq ekani asoslab beriladi.
Maqgolada ovqatlanish ratsioni xususiyatlari, gigiyenik odatlar, ftor
balansining buzilishi, travmatik ta’sirlar va ijtimoiy omillarning karies
rivojlanishiga ta’siri ilmiy manbalar asosida tahlil qilingan. Shuningdek,
maktab yoshida uchraydigan karies turlari, ularning klinik kechishi va
asoratlari nazariy jihatdan bayon etilgan. Profilaktik chora-tadbirlar
individual, guruhli va jamoaviy yondashuvlar asosida tizimlashtirilgan.
Statistik tahlillar asosida kariesning global tarqalish tendensiyalari va xavf
omillarining nisbiy ulushi ko‘rsatib berilgan. Maqola stomatologiya sohasida
ilmiy-tadqiqot va profilaktik dasturlarni takomillashtirish uchun nazariy asos
bo‘lib xizmat qgiladi.

Kalit so‘zlar: karies, maktab yoshi, etiologiya, klinika, profilaktika, emal,
dentin, ftor, travma, gigiyena, statistika, xavf omillari

Kirish: Maktab yoshidagi bolalar organizmining rivojlanish davri tish-
jag® tizimining faol shakllanishi bilan xarakterlanadi. Ushbu bosqgichda
tishlarning anatomik va funksional yetilishi davom etadi, bu esa tashqi va
ichki omillarga nisbatan sezuvchanlikni oshiradi. Tish kariesi aynan shu yosh
guruhida eng ko‘p uchraydigan stomatologik kasalliklardan biri bo‘lib, u
nafaqat og‘iz bo‘shligi salomatligiga, balki umumiy organizm holatiga ham
salbiy ta’sir ko‘rsatadi.

Karies rivojlanishining dolzarbligi uning yuqori tarqalish darajasi, erta
bosqichlarda klinik belgilarning kam namoyon bo‘lishi va kech aniglanganda
asoratlar bilan kechishi bilan izohlanadi. Maktab yoshida tish emali yetarlicha

A mineralizatsiyalanmagan bo‘lib, kislotalarga nisbatan chidamliligi past bo‘ladi.
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Shu sababli uglevodlarga boy ovqatlanish, noto‘gri gigiyenik odatlar va
mineral balansning buzilishi karies rivojlanishini tezlashtiradi.

Bundan tashqari, maktab muhitida yuzaga keladigan mexanik
travmalar, sport mashg‘ulotlari jarayonida tishlarning mikroshikastlanishi
emal sirtining yaxlitligini buzib, karies uchun qulay sharoit yaratadi.
Travmalar ko‘pincha bevosita karies sababchisi bo‘lmasa-da, ularning fonida
emalning himoya funksiyasi pasayadi.

Kariesning etiologiyasi ko‘p omilli bo‘lib, biologik, kimyoviy, ijtimoiy va
ekologik faktorlarning o‘zaro ta’siri natijasida shakllanadi. Ushbu omillarni
chuqur o‘rganish va tizimli tahlil gilish samarali profilaktika strategiyalarini
ishlab chiqish imkonini beradi.

Shu nuqtayi nazardan, mazkur maqolaning maqgsadi maktab yoshidagi
bolalarda karies rivojlanishining asosiy xavf omillarini ilmiy-nazariy jihatdan
tahlil qilish, klinik kechishini umumlashtirish va profilaktik chora-tadbirlarni
asoslab berishdan iboratdir.

Materiallar va Metodika: Mazkur ilmiy-nazariy maqola tizimli
adabiyotlar tahliliga asoslangan bo‘lib, unda maktab yoshidagi bolalarda tish
kariesi rivojlanishiga oid mavjud ilmiy qarashlar umumlashtirildi. Tadqiqot
jarayonida stomatologiya, pediatriya va jamoat salomatligi yo‘nalishlarida
chop etilgan ilmiy maqolalar, monografiyalar hamda dissertatsiya ishlari
chuqur tahlil qilindi. Materiallarni tanlashda ularning ilmiy asoslanganligi,
metodologik anigligi va mavzuga mosligi asosiy mezon sifatida gabul qilindi.

[Imiy manbalar elektron va bosma shakldagi akademik ma’lumotlar
bazalaridan izlandi. Tanlangan manbalar asosida karies rivojlanishining
etiologik mexanizmlari, xavf omillari, klinik shakllari va profilaktik
yondashuvlari tizimlashtirildi. Tadqiqot metodologiyasi tavsifiy-analitik
yondashuvga asoslangan bo‘lib, statistik ma’lumotlarni umumlashtirish va
solishtirma tahlil qilish usullari go‘llanildi.

Materiallar tahlilida maktab yoshidagi bolalarning tish-jag’ tizimi
anatomik xususiyatlari, emal va dentinning mineral tarkibi, og‘iz bo‘shlig'i
muhitining biologik holati alohida e’tiborga olindi. Shuningdek, ftor
balansining ahamiyati, suv tarkibidagi mineral moddalarning roli va gigiyenik
omillarning ta’siri ilmiy manbalar asosida baholandi.

Statistik ma’lumotlar global va mintaqaviy miqyosda karies tarqalishini
aks ettiruvchi ilmiy ishlardan olinib, umumlashtirilgan holda tahlil qilindi.
Diagrammalar Kkariesning hududlar bo‘yicha tarqalishi va asosiy xavf
omillarining nisbiy ulushini ko‘rsatish maqgsadida tayyorlandi. Tadqgiqotda
individual bemorlar, klinik holatlar yoki eksperimental kuzatuvlar kiritilmadi.

Mazkur metodik yondashuv karies muammosini nazariy jihatdan
yoritish, mavjud ilmiy bilimlarni tizimlashtirish va profilaktik strategiyalarni
asoslash imkonini berdi.

Natijalar: Tahlil gilingan ilmiy manbalar maktab yoshidagi bolalarda
karies rivojlanishining asosiy xavf omillari sifatida uglevodlarga boy

A ovqatlanish, og‘iz gigiyenasining yetarli emasligi, ftor tangqisligi va travmatik

Volume 2 Issue5 | 2025 |

| Page | 10 I
Tel: +99833 5668868 | Tg:t.me/Anvarbek PhD



‘Innovative World” Scientific Research Center www.innoworld.net

_\\\\\\—

ta’sirlarni ko‘rsatadi. Emal sirtida mineral almashinuvning buzilishi

demineralizatsiya jarayonini faollashtirib, karies o‘choglarining shakllanishiga
olib keladi.

Maktab yoshdagi bolalarda karies targalishi (global baho)

Karies tarqalishi (%)

Yevropa Osiyo Afrika Amerika
Hududlar

1-Diagramma. Maktab yoshidagi bolalarda tish kariesining global miqyosda
hududlar bo‘yicha tarqalish darajasi. Diagrammada Yevropa, Osiyo, Afrika va
Amerika mintaqgalarida karies uchrash chastotasining nisbiy foiz
ko‘rsatkichlari aks ettirilgan bo‘lib, Osiyo va Amerika hududlarida yuqoriroq
tarqalish darajasi kuzatilishi ilmiy adabiyotlarda qayd etilgan umumiy
tendensiyalarga mos keladi.

Karies Kklinik jihatdan boshlang‘ich, yuzaki, o‘rta va chuqur shakllarda
namoyon bo‘lishi mumkin. Boshlang‘ich bosqichda klinik belgilar kam
seziladi, bu esa kasallikni erta aniqlashni qiyinlashtiradi. O‘rta va chuqur
shakllarda dentin qatlamining zararlanishi kuzatiladi, bu esa funksional
buzilishlarga olib keladi.

Statistik tahlillar kariesning global miqyosda yuqori darajada saqglanib
golayotganini ko‘rsatadi. Ayrim hududlarda maktab yoshidagi bolalarning
yarmidan ko‘pida karies belgilari aniqlangan. Travmalar ulushi nisbatan kam
bo‘lsa-da, ular qo‘shimcha xavf omili sifatida muhim ahamiyatga ega.

Muhokama: Maktab yoshidagi bolalarda tish Kkariesi rivojlanishi
stomatologiyaning eng dolzarb muammolaridan biri bo‘lib qolmoqgda. Ilmiy
adabiyotlar tahlili shuni ko‘rsatadiki, ushbu kasallikning keng tarqalishi
biologik, ijtimoiy va ekologik omillarning o‘zaro ta’siri bilan bog‘liq. Ayniqsa,
bolalik davrida tish to‘qimalarining to‘liq yetilmaganligi karies rivojlanishiga
qulay sharoit yaratadi.
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Karies rivojlanishida asosiy xavf omillari ulushi
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2-Diagramma: Maktab yoshidagi bolalarda tish kariesi rivojlanishiga ta’sir
etuvchi asosiy xavf omillarining nisbiy ulushi. Diagrammada shakar iste’moli,
og'iz gigiyenasining yetarli emasligi, ftor yetishmovchiligi, travmatik ta’sirlar
va ijtimoiy omillarning karies rivojlanishidagi ahamiyati foiz nisbatida
ko‘rsatilgan.

Emal gatlamining mineral tarkibi nisbatan past bo‘lgani sababli u
kislotalarga sezuvchan bo‘ladi. Uglevodlarga boy ovqatlanish fonida og'iz
bo‘shlig‘ida kislotali muhit yuzaga kelib, demineralizatsiya jarayoni kuchayadi.
Ushbu jarayonlar uzoq davom etganda, karies o‘choqlari shakllanadi. Gigiyena
qoidalariga rioya qilinmasligi esa mikrobiologik omillarning faollashuviga olib
keladi.

Muhokama jarayonida aniqlanganki, ftor yetishmovchiligi karies
rivojlanishining eng muhim xavf omillaridan biridir. Ftor emalning
remineralizatsiya jarayonida muhim rol o‘ynaydi. Suv va ovqat orqali ftor
yetarli darajada gabul gilinmaganda, emal mustahkamligi pasayadi. Shu
sababli gidrologik sharoitlar va ichimlik suvining mineral tarkibi profilaktika
nuqtayi nazaridan muhim ahamiyatga ega.

Travmatik omillar ko‘pincha karies bilan bevosita boglanmaydi, biroq
ilmiy tahlillar shuni ko‘rsatadiki, tish emalining mikroshikastlanishlari himoya
qatlamini zaiflashtiradi. Sport mashg‘ulotlari va faol o‘yinlar jarayonida
yuzaga keladigan mexanik ta’sirlar karies rivojlanishini tezlashtiruvchi omil
sifatida baholanadi. Statistik ma’lumotlarga ko‘ra, bolalar orasida uchraydigan
tish travmalari kariesning asoratli shakllari rivojlanish xavfini oshiradi.

Profilaktik yondashuvlar muhokamasida individual, guruhli va jamoaviy
choralar uyg‘unligi muhim ekani aniqlanadi. Individual darajada og‘iz
gigiyenasini to‘g'ri tashkil etish, ftorli vositalardan foydalanish samarali
hisoblanadi.
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Guruhli darajada maktablarda sanitariya-ma'rifiy ishlar, jamoaviy
darajada esa sog‘lom ovqatlanishni targ‘ib qilish muhim ahamiyat kasb etadi.

Muhokama natijalari shuni ko‘rsatadiki, kariesni kamaytirish uchun
fagat davolashga yo‘naltirilgan yondashuv yetarli emas. Profilaktika kompleks
va uzluksiz bo‘lishi, stomatologik, pedagogik va ijtimoiy omillarni qamrab
olishi lozim. Ilmiy-nazariy tahlillar karies profilaktikasining uzoq muddatli
strategiyalarini ishlab chigish zarurligini ko‘rsatadi.

Xulosa: O‘tkazilgan ilmiy-nazariy tahlil maktab yoshidagi bolalarda tish
kariesi rivojlanishi ko‘p omilli jarayon ekanini tasdiqlaydi. Etiologik omillar
orasida ovqatlanish xususiyatlari, og‘iz gigiyenasining yetarli emasligi, ftor
yetishmovchiligi va travmatik ta’sirlar yetakchi o‘rin tutadi. Karies klinik
jihatdan bosqgichma-bosgich rivojlanib, oz vaqtida profilaktika choralari
ko‘rilmaganda asoratlar bilan kechishi mumkin. [lmiy manbalar tahlili asosida
ishlab chiqilgan profilaktik yondashuvlar karies tarqalishini kamaytirishda
muhim ahamiyatga ega. Maktab muhitida soglom turmush tarzini
shakllantirish, gigiyenik bilimlarni oshirish va mineral balansni ta’'minlash
kariesga qarshi kurashda samarali hisoblanadi.
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Abstract: Chronic gangrenous pulpitis represents an advanced degenerative-
inflammatory condition of the dental pulp characterized by extensive tissue
necrosis and putrefactive changes. From a theoretical and scientific
perspective, this pathology develops as a consequence of prolonged microbial
invasion, compromised pulpal microcirculation, and progressive hypoxia
within the confined pulp chamber. The present article provides a
comprehensive theoretical analysis of chronic gangrenous pulpitis based
exclusively on anatomical, histological, hydrodynamic, and statistical data
derived from established scientific literature. Clinical case descriptions and
patient-based observations are deliberately excluded to ensure a purely
conceptual and evidence-based approach. Particular attention is given to the
etiological factors that disrupt pulpal homeostasis, the molecular and cellular
mechanisms underlying pulpal gangrene, and the anatomical peculiarities that
predispose the pulp to irreversible degeneration. Furthermore, the article
synthesizes findings from peer-reviewed articles, dissertations, and classical
endodontic theories to elucidate the structural and functional alterations
observed in chronic gangrenous pulpitis. By integrating hydrodynamic
concepts of pulpal pressure, vascular collapse, and toxin diffusion, this review
aims to clarify the pathogenesis of pulpal gangrene and its implications for
dental hard tissues and periapical structures. The study contributes to a
deeper theoretical understanding of chronic gangrenous pulpitis and provides
a structured scientific basis for future experimental and translational research
in endodontic pathology.

Keywords: chronic pulpitis, pulp gangrene, dental pulp, necrosis,
microcirculation, hypoxia, inflammation, anaerobic bacteria, dentin
permeability, toxins, histopathology, endodontics.

Intradaction: The dental pulp is a specialized connective tissue enclosed
within the rigid walls of dentin and enamel, rendering it highly sensitive to
environmental and pathological changes. Chronic gangrenous pulpitis
represents one of the terminal stages of pulpal disease, arising from sustained
inflammatory insults that exceed the adaptive capacity of pulpal tissues.
Unlike acute inflammatory conditions, this form progresses gradually, often
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without dramatic symptomatology, allowing extensive structural and
functional deterioration over time.

From an anatomical standpoint, the pulp consists of a rich vascular network,
nerve fibers, fibroblasts, odontoblasts, and immune cells. The limited
collateral circulation within the pulp chamber creates a vulnerable
microenvironment where even minor disturbances in blood flow can lead to
hypoxia. The hydrodynamic theory of pulpal pathology emphasizes the role of
altered intrapulpal pressure and impaired venous outflow in the development
of ischemic damage. Over time, these changes result in irreversible
degeneration and tissue death.

Etiologically, chronic gangrenous pulpitis is most frequently associated with
untreated dental caries that permit bacterial toxins and metabolic byproducts
to penetrate dentinal tubules. These substances initiate a prolonged
inflammatory response that compromises cellular metabolism and enzymatic
balance within the pulp. In contrast to acute pulpitis, where inflammatory
exudate increases intrapulpal pressure and elicits pain, chronic gangrenous
pulpitis often involves partial pulp necrosis that decompresses the chamber,
masking overt symptoms.

Figure 1: (‘llnlcal lnlraoral uspctt. \how ing
numerous extensive caries lesions
Source: Authors, 2024,

Microbiological studies have demonstrated that anaerobic bacteria dominate
the necrotic pulp environment, producing proteolytic enzymes and volatile
sulfur compounds responsible for tissue degradation. The persistence of these
microorganisms further inhibits reparative processes and promotes
gangrenous transformation. Statistically, epidemiological analyses indicate
that molars and premolars are more commonly affected due to their complex
anatomy and higher caries susceptibility.

This article aims to present a comprehensive theoretical overview of chronic
gangrenous pulpitis, focusing exclusively on anatomical, hydrodynamic,
histological, and statistical data derived from scientific literature. By excluding
clinical case descriptions, the discussion remains centered on fundamental
mechanisms governing disease progression. Such an approach is essential for
refining conceptual frameworks in endodontic pathology and supporting
evidence-based preventive strategies.
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Materials and Methods: This theoretical review was developed through a
structured search and analysis of scientific literature available in established
academic databases. Electronic sources including PubMed, Scopus, Web of
Science, Google Scholar, and ScienceDirect were utilized to identify peer-
reviewed articles, systematic reviews, dissertations, and authoritative
textbooks related to chronic pulpitis and pulpal necrosis.
Keywords and Boolean combinations such as “chronic gangrenous pulpitis,”
“pulp necrosis,” “pulpal ischemia,” “dental pulp pathology,” and
“hydrodynamic theory of pulp inflammation” were employed. Inclusion
criteria encompassed publications focusing on anatomical structure,
histopathological changes, microbial ecology, vascular dynamics, and
epidemiological trends. Studies involving direct patient data, clinical trials, or
case reports were deliberately excluded to maintain a purely theoretical
scope.
Classical histological descriptions from foundational endodontic literature
were integrated with contemporary molecular and microbiological findings.
Dissertations and academic theses were included when they provided in-
depth theoretical or experimental insights into pulp degeneration
mechanisms. Data extraction emphasized structural alterations, biochemical
pathways, and statistical prevalence patterns rather than therapeutic
outcomes.
The collected materials were synthesized using a narrative analytical
approach. Conceptual models of pulpal disease progression were compared
across sources to identify common mechanistic themes. No quantitative meta-
analysis was performed, as the objective was to construct a comprehensive
theoretical framework rather than evaluate intervention efficacy.
Results: Analysis of the reviewed literature reveals that chronic gangrenous
pulpitis is fundamentally a degenerative-inflammatory process driven by
sustained ischemia and microbial activity. Anatomically, studies consistently
report early disruption of the odontoblastic layer, followed by fibroblast
degeneration and collapse of the extracellular matrix. Capillary stasis and
thrombosis are frequently described as precursors to pulpal necrosis.
Histopathological findings indicate that necrosis initially develops in localized
areas before progressing to involve the majority of the pulp chamber.
Coagulative necrosis predominates in the coronal pulp, while liquefactive
necrosis is more common apically due to higher enzymatic activity. The
accumulation of necrotic debris creates an anaerobic environment favorable
to obligate anaerobes. Microbiological analyses demonstrate a predominance
of gram-negative anaerobic species, including Porphyromonas and Prevotella,
which produce endotoxins and proteases.
These compounds inhibit fibroblast proliferation and suppress angiogenesis,
preventing reparative dentin formation. The hydrodynamic balance within
the pulp is further compromised as venous outflow obstruction leads to
A chronic hypoxia. Statistical data from population-based studies suggest that
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chronic gangrenous pulpitis accounts for a significant proportion of non-vital
teeth extracted worldwide. Higher prevalence rates are observed in regions
with limited preventive dental services and among older age groups. Posterior
teeth exhibit greater susceptibility due to their complex root canal systems
and increased occlusal stress.

Figure 2: Clinica aspect of the pulp polyp
Source: authors, 2024

Dissertation-based experimental models support the theory that prolonged
low-grade inflammation allows partial tissue breakdown without triggering
acute nociceptive responses.

This explains the chronicity and often asymptomatic nature of the disease.
Collectively, the findings emphasize that chronic gangrenous pulpitis is not a
sudden pathological event but the result of cumulative structural and
metabolic failure.

Discussion: The synthesis of anatomical, histological, and hydrodynamic data
underscores the multifactorial nature of chronic gangrenous pulpitis. The
confined anatomy of the pulp chamber plays a central role in disease
progression by limiting compensatory vascular responses. Unlike other
connective tissues, the pulp lacks sufficient collateral circulation, making it
exceptionally vulnerable to ischemic injury. The hydrodynamic theory
provides a coherent explanation for the transition from reversible
inflammation to irreversible necrosis.

INFOGRAPHIC

Irreversible pulpitis

THE PULFP WILL
BECOME NECROTIC IF
UNTREATED

CARIOUS LESIONS ARES
OFTEN ASSOCIATED

INCREASE IN
FPFERIODONTAL
LIGAMENT SPACE

INDIRECT OR DIRECT
AGGRESSION TO
THE PULP

Figure 4: Infographic lustrating how the pulp begins a hyperplasic process after the development of a palp
pathological reaction (described by Alrifal of af, 2022)
Source:. Authaors, 2024
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Chronic venous congestion reduces oxygen tension, impairing mitochondrial
function and ATP production. Over time, cellular apoptosis gives way to
necrosis, particularly in regions closest to the carious lesion.

Microbial persistence exacerbates this process by introducing endotoxins that
disrupt immune regulation. The absence of acute inflammatory pressure
allows necrotic tissue to remain within the pulp chamber, facilitating
gangrenous decomposition rather than abscess formation. This distinguishes
chronic gangrenous pulpitis from acute suppurative conditions.

Statistical correlations between socioeconomic factors and disease prevalence
highlight the importance of preventive strategies. From a theoretical
standpoint, reducing etiological exposure could interrupt the pathogenic
cascade before irreversible changes occur. The reviewed literature
collectively supports a model in which chronic gangrenous pulpitis represents
the final stage of a continuum rather than an isolated pathology.

INFOGRAPHIC

Pathophysiological process
of pulp hyperplasia

OO e ©) e O,

EXTRINSIC FACTO® INFLAMED PULP PULP EXPOSED DLYF

CARIES DISEASE OPEN LONG-STANDING HYPERPLASTIC
EVOLVE CAVITATED LOW-GRADE TISSUE

CARIOUS INFECTION FORMATION

. PROTECTIVE REACTION AGAINST THE
INFLAMED PULP TISSUE AND PATHWAY FOR
@) ESCAFPE OF THE INFLAMMATORY EXUDATE

Figure 3: Infographics describing irreversible pulpitis aspects (defined by Lopex & Siqueira, 2015)
Source: authors, 2024

Conclusion: Chronic gangrenous pulpitis is a complex pathological entity
rooted in anatomical confinement, vascular compromise, and sustained
microbial activity. Theoretical analysis demonstrates that prolonged low-
grade inflammation leads to irreversible pulpal degeneration without the
overt manifestations typical of acute disease. Anatomical vulnerability,
hydrodynamic imbalance, and microbial toxins collectively drive the
progression toward gangrene. The absence of clinical symptomatology in
many cases underscores the silent nature of this condition and explains its
high prevalence in epidemiological studies. Understanding the etiological and
pathogenetic mechanisms at a theoretical level provides valuable insight into
pulpal disease dynamics and highlights the critical role of early preventive
interventions. Future research should continue to refine molecular and
hydrodynamic models of pulpal degeneration to enhance predictive
frameworks in endodontic pathology. A purely scientific perspective, free
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from clinical bias, remains essential for advancing foundational knowledge in
dental pulp biology.
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@ = B03MO0KHOCTH yJIbTPA3BYKOBOTO HCCICI0BAHHUS B
MEDICINE AND NATURAL BBISIBJICHHH CMelIeHHsl CyCTABHOIO ANCKA NPH AuCchyHKIUH
SCIENC

g T A v LA BHCOYHO-HHKHEUEII0CTHOTO CyCcTaBa

Paxumosa 3apuna /lamupoBHa
byxapckuii rocy1apcTBEHHbIA MEUIIUHCKUI
MHCTUTYT uMeHu A0y Anu Mou Cuno

AHHOTanms. B ctatbe npecTaBiIeHbl Pe3yJbTaThl KIMHUYECKOTO HCCIIEOBAHMS,
NOCBSIIIEHHOIO ~ OLEHKE  JAMAarHOCTHMYECKMX  BO3MOXKHOCTEM  yJIBTPAa3BYKOBOTO
uccinenoBanus (Y3U) npu BBISIBIEHUH CMELICHHS CYCTaBHOIO JHUCKAa Y IalUEHTOB C
muchyHKIMen BUcOYyHO-HUKHedemocTHoro cyctaa (BHUC). UccnenoBanue npoBeaeHo
B 2022-2024 romax Ha 0a3e CTOMATOJOTHYECCKUX KIMHHK PecrmyOnukum Y30ekucTaH U
BKIItOUasgo 92 mnamueHTa ¢ KIMHUYECKMMHU mpusHakamu auchynkiun BHUC. Y3U
OPUMEHSUIOCh ISl  OLIEHKM TMOJIOKEHHS CYCTaBHOTO JHUCKa B IIOKOE U IpHU
¢GyHKIMOHANBHBIX MpoOax. IlojdydeHHBIE NMaHHBIE CONOCTABISIUCH C KIMHUYECKON
KapTUHOW MW pe3yJbTaTaMy JpPYyrUX METOJOB JHarHOCTUKH. YCTaHOBIIEHO, 4YTO
yIBTPa3BYKOBOE HCCIIEA0BaHUE 00J1aaeT BEICOKON MH(OPMATUBHOCTHIO IIPH BBISIBICHUU
NEPETHEr0 CMEILEHUs CYCTaBHOTO JUCKAa U MOYET paccMaTpuBaThCs KakK JOCTYMHBIN U
0e30macHbIi METO/1 MEPBUYHON quarHocTuku auchynkiun BHUC.

KiroueBbie  cjI0Ba:  BHCOYHO-HWIKHEUEIIOCTHOW  CYCTaB;  YJIbTPa3BYKOBOE
UCCIIeI0BaHUE; CMEIIEHHE cycTaBHOTO aucka; nuchynkuus BHYC; nuarnocruka.

Beeaenne. J(uchynkuus BucouHo-HukHeuenocTHoro cyctasa (BHUYC) ocraéres
OJTHOW W3 HambOoJee aKTyaJbHbIX IPOOJEM COBPEMEHHOI CTOMAaTOJOIMHM U YeNIIOCTHO-
JMIIEBOM XUpypruu. 3abojieBaHHE XapaKTEpU3YyeTCsl HapylIeHHeM (PYHKIHNOHAIHLHOTO
B3aMMO/JICHCTBUSI CYCTaBHBIX MIOBEPXHOCTEH, N3MEHEHUEM TOJI0XKEHUS CYCTaBHOTO AMCKA
U JMCKOOpAMHALMEN pabOThl KEBATEIbHOW MYCKYJIAaTyphl, YTO MPUBOJUT K Pa3BUTHIO
00JIEBOr0 CHHJIPOMA U OTPAHUYCHUIO JIBIKCHHI HUKHEHN demtocTu [1].

[lo maHHBIM OTEUECTBEHHBIX M 3apYOEKHBIX aBTOPOB, MPHU3HAKU IUCHYHKIUU
BHUC BeusiBisitorest y 20-35 % nanueHToB, 0OpaliaronIuxcs 3a CTOMAaTOJIOIMYECKON
MOMOIIIBIO, TIPU TOM CMEIIEHUE CYCTaBHOTO JUCKaA SIBJISIETCS OJHOW M3 Haubosee YacThIX
Mop(hodYHKIIMOHANBHBIX TPHYMH Pa3BUTHS JaHHOW martonoruu [2]. B kinHUYecKoi
npaktuke PecnyOmmku Y3b6ekucrtan 3a nocineanue 5—10 yer orMeuaeTcsl yBeIMYEHHUE
yyclla MalMeHTOB ¢ jkajobamu Ha Oomu B obmactu BHYUC, cycraBHble mymbl U
OTrpaHWYECHHE OTKPBIBAHUS PTa, YTO BO MHOTOM CBSI3aHO C (DYHKIMOHAJIBHBIMU U
OKKJIFO3MOHHBIMH HAPYIIECHUSAMH [3].

CMmelieHue CycTaBHOIO JAKMCKA, OCOOEHHO €ro IMepeiHee MOJO0KEHUEe, WIrpaeT
KIII04eBYI0 posib B matorenese aumchynkuuu BHUC. Hapymenune KOHTpYyIHTHOCTH
CYyCTaBHBIX IOBEPXHOCTEH MNPHUBOAMT K M3MEHEHHI0O OHOMEXaHHKH CyCTaBa,
dbopMupoBaHuio 0O0JIEBOTO CHHApPOMA U  MPOTPECCUPOBAHUI0  (DYHKIHOHAIBHBIX
paccTpoicTB [4]. B cBsi3W ¢ 3TUM paHHSIS M TOYHAS TMArHOCTHUKA CMEIIEHUSI CYCTaBHOIO
JUCKa UWMEeT TNPUHIUINHAIBPHOE 3HaueHUEe Uil BBHIOOpa TAKTHUKU JICUCHUS H
MPOrHO3UPOBAHUS UCXOI0B 3a00JIEBAHUS.

B Hacrosimee BpeMsi «30JI0TBIM CTaHAAPTOM» BH3yaJM3allMM MSATKOTKAHHBIX
ctpyktyp BHYC cumraercs marHuTHO-pe3oHaHcHast Tomorpadusa. OmHako BBICOKas
CTOMMOCTb, OTPaHUYEHHAs JOCTYNHOCTh W HaJU4Me MPOTHBOIOKA3AHUMN CYILECTBEHHO
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OTPAaHUYUBAIOT €€ MPUMEHEHHE B ITOBCEIHEBHOM MpaKTUKe. B 3TUX yclOBUSIX BO3pacTaeT
UHTEpEC K YJIbTPA3BYKOBOMY HCCIEAOBAHHIO KaK HEMHBA3WBHOMY, O€30MacCHOMY U
JOCTYITHOMY METOJly IMarHOCTUKH [5].

Hecmotps Ha aktuBHOE BHeApeHue Y3U B KIMHUYECKYIO MMPAKTHKY, BOIIPOCHI €TO
JUAarHOCTUYECKONM IIEHHOCTH TMpPU BBISIBJICHUU CMEIIEHHUS CYCTAaBHOIO JHCKa IIpU
muchyakiuun  BHUC  ocratorcs  nuckytabenbHBIMH, OCOOGHHO B YCJIOBHSX
OTEUECTBEHHOIO 3[paBOOXPAHEHHUA. OTO ONPEHENSET AaKTYyaJbHOCTh HACTOSLIETO
UCCIIEA0BaHUS.

Leap uccaenoBanusi — OLICHUTh BO3MOXXHOCTH YJIBTPa3BYKOBOI'O UCCIEAOBaHUS
B BBIBJICHMM CMEIICHUSA CYCTABHOTO JAHCKa y manueHToB ¢ auchynkiuein BHUC u
OMPENIENUTh €ro TUarHOCTUYECKYIO 3HAYUMOCTh B KIIMHUYECKOMN IIPAKTHUKE.

Marepuansl 1 Metoabl. McciaegoBanue mnpoBoawioch B 2022-2024 romax Ha
0a3e CTOMAaTOJIOTMUECKHX W YeNIOCTHO-IMIIEBBIX KIMHUK PecrnyOnmku Y30ekucraH u
HOCHJIO XapaKTep MPOCIEKTUBHOTO KIMHUYECKOIO HAOIIOICHHUS.

B nccnenoBanue OblTM BKIIIOYEHBI 92 MallMeHTa C KIMHUYECKH MOATBEPKIAEHHOM

muchyakimeit BHUC. Bo3pacTt o0cnenoBaHHbIX BapbupoBai ot 19 no 56 ner, cpennuit
Bo3pact coctaBui 37,1 + 5,2 roma. XKenmuusl coctaBwin 60 manueHtoB (65,2 %),
MyxunHbl — 32 manuenTa (34,8 %), 9TO COOTBETCTBYET JAaHHBIM JUTEpaTyphl 0 Oojee
BbICOKOM pacmipocTtpanénnocT nuchynkuuu BHUC cpenn sxenmms [6].
Kpurepusimu BKITIOYEHUS SIBISUIMCH Hanuuue OoseBoro cuuiapoma B oOiactu BHUC,
CyCTaBHBIE IIyMbl, OTPAHUYCHHUE OTKPBIBAHMS pPTa M TMOJO3PEHHE HA CMEIICHUE
CYCTaBHOTI'O JMCKa IO JaHHBIM KIIMHUYECKOTO ocMoTpa. M3 ncciieoBaHus UCKITI0YAINCh
HAIMEHTHI C BOCMIATUTENLHBIMU 3a00JI€BaHUSIMU CYCTaBa, TPAaBMaMU YEIFOCTHO-JIUIIEBON
0071aCTH, CUCTEMHBIMH PEBMATOJIOTUYECKUMU 3a00JIEBAHUSIMU M paHee NEepEHECEHHBIMU
xupyprudeckumu BMmematenbcrBamu Ha BHYC.

VYApTpa3ByKOBOE€ HCCIEIOBAHUE IPOBOJMUIIOCH C HCHOJIb30BAaHUEM JIMHEHHOTO
JaTyrka yactotoit 7,5—12 MI'u. O1ieHka Mojg0KeHusl CyCTaBHOTO JUCKa OCYIIECTBIISIAChH
B MOJIO’KEHUU MOKOS U IPpU QYHKIMOHAJIBHBIX MP0o0ax (OTKPhIBAHUE U 3aKPHIBAHUE PTA).
AHaIM3UPOBAINCH AXOCTPYKTYpa [UCKA, €ro IOJIOKEHHUE OTHOCHUTENIBHO CYCTaBHOM
TOJIOBKM M HAJIMYKE MPU3HAKOB CMEIICHUSI.

B psape ciywaeB pesynbrarel Y3M cONOCTaBIAIMCh € JTaHHBIMM  MAarHUTHO-
pe30HaHCHOM  Tomorpaduu W  KIMHUYECKUMH  TPOSIBJICHUAMH  3a00JIeBaHUS.
Craructuyeckass o0pa0OTKa JaHHBIX MPOBOAWIACH C HCIOJIB30BAHHEM METOJIOB
BAPUALIMOHHOW CTaTUCTUKU. JlOCTOBEPHOCTh pa3jWyuid OLEHUBAJIACh IIPU YPOBHE
3HauuMocTH p < 0,05.

PE3YJIBTATBI. VYnbrpazBykoBoe HCCIEIOBAaHHE OBLJIO BBINOJIHEHO BceM 92

MalKUeHTaM, BKIIOYEHHBIM B UCCIEAOBaHUE. AHAIU3 MOJTYYEHHBIX JTaHHBIX MOKa3all, 4To
VY3U no3BoISIET BBISBIATH DPA3jIM4HBbIC BApUAHThI CMEIIECHHS CYCTAaBHOTO JUCKa TPHU
nuchyskimu BHUC u 00beKTHBHO JTOMONMHSIET KIMHUUECKYI0 KapTHHY 3a00JICBaHUS.
[Io pe3ynbTaTaM yJIbTPa3BYKOBOTO UCCJIEAOBaHUS CMEIICHUE CYCTaBHOIO JIMCKa
BbIsiBIIEHO y 68 mammentoB (73,9 %). [Ipu sTom Hambornee 4acTo IUArHOCTUPOBAIOCH
nepeaHee cMelleHHe CYCTABHOIO JMCKA, KOTOpOE ObUIO BBISABICHO y 52 MalUEHTOB
(56,5 %). Y 16 mauuentoB (17,4 %) oTMeyanoch KOMOMHUPOBAHHOE CMeEIleHUe JIH1CKa,
COYETAIONIEEe AJIEMEHTHI MEePETHEr0 U JlaTepaibHOro cMmemieHus. Y 24 manueHTtoB (26,1
%) moJsioKeHue CyCTaBHOIO JIMCKA MO JaHHbIM Y3 cOOTBETCTBOBANIO (PU3NOIOTHUECKON
HOpME, HECMOTPS Ha HAJIMYUE KIMHUYECKHUX Kajoo.

BaxHO OTMETUTB, YTO MEXK1Y KIMHUYECKUMU MPOSIBICHUSAMH U YIbTPA3BYKOBBIMU
JTAaHHBIMHU ObLJIa BBISBIICHA YETKAsl B3aUMOCBS3b. Tak, y MAIMEHTOB C BBIPAKCHHBIMU
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CYCTaBHBIMHU IIETYKAMH M OTPAaHUYEHUEM OTKpPBIBAHHMS pTa MeHee 35 MM MpHU3HAKHU
MEePEIHETO CMEIIEHUsI CYCTaBHOrO AWcCKa 1o AaHHbIM Y3W BeisBisumce B 81,3 %
ciayyaeB. B To ke Bpemsi y MAallMEHTOB C MPEUMYIIECTBEHHO MBIIICUYHBIM OO0JIEBBIM
CUHJIPOMOM 0€3 BBIP@KEHHBIX CYCTaBHBIX IIIYMOB HOPMAaJIbHOE IIOJIOKEHUE JIHCKa
PEruCTPUPOBATIOCH 3HAYUTENHHO yate (10 45,8 % ciydaes).

VYApTpa3ByKOBOE HCCIEIOBAHUE IIO3BOJMJIO BH3YyaJIM3UPOBATh  IOJIOKEHUE
CYCTaBHOTO JIMCKa KaK B COCTOSIHUM TIOKOS, TaK U MPHU BBIMOJHEHUHU (YHKIIMOHAIBHBIX
npo6. B psae ciaydaeB ObUIO OTMEYEHO, UYTO B IMOJIOKEHUH COMKHYTBIX 3yOHBIX PSJIOB
JIUCK pacroJjiarajicsi Kepean OT CyCTaBHOW TOJIOBKH, a MPU OTKPBIBAHUM PTa YaCTUYHO
WM TOJHOCTHIO BO3BpaIllAiCs B (PU3UOJIOTUYECKOE TOJIOKEHUE. Takue H3MEHEHHs
COOTBETCTBOBAJIM KIIMHUYECKOW KapTHHE BIPABISIEMOr0 CMELICHUSI CYCTaBHOTO JIUCKA U
CONPOBOXKJAIUCH XapAKTEPHBIMH ILIETYKAMH B CyCTaBE.

Kannnvecknii mpumep 1. Tlanmentka 32 ner oOpaTmiachk ¢ kajnobamMu Ha
nepuoaudeckue 1menuku B obnactu npasoro BHUC u ymepenHnyro Oonb npu KEBaHUU.
AMIuMTyzia oTKpbIiBaHusl pra coctapisiia 34 mMm. llo nanueiM Y3U BhISIBIACHO nepenHee
CMEIIEHNE CYCTAaBHOTO JKMCKa B IOKOE€ C €ro BIIPaBIE€HUEM IPU OTKPbIBAHUM pTa.
[lonydeHHble OaHHBIC TO3BOJWIN YTOYHUTH JAHArHO3 W BHIOpPATh KOHCEPBATUBHYIO
TaKTHKY JIeUeHHs 6€3 He0OXOAMMOCTH HeMeIIeHHOTO TipoBeaeHuss MPT.

Kannnvecknii npumep 2. [lanmeHnt 45 neT mpeabsBIs KaloObl Ha CTOMKOeE
OTpaHMYEHUE OTKPBIBAHUS pTa 10 28 MM U BBIpaXKeHHBIN OosieBoi cuHapoM. [1o manHbIM
yJIBTPa3BYKOBOTO HCCJICAOBAHUS BBISIBICHO (DUKCHPOBAHHOE TIEpeHEE CMEIICHUE
CyCTaBHOTO JucKa Oe3 BIIpaBieHHs IpHU (PYHKIMOHATBHBIX MpoOax. J[aHHbBIN pe3ynbTaT
MOCIYKUJI OCHOBAHHWEM Ui YIIYyOJIEHHOTO OOCIIEeOBAaHUS U KOPPEKUIUU JiedeOHOM
TaKTHUKH.

CormocTaBneHrue JaHHBIX YIBTPA3BYKOBOTO HCCIENOBAHUS C pe3yJibTaTaMu
MarHUTHO-PE30HAHCHON ToMorpaduu, mMpoBeACHHONW y 28 MaIMEHTOB, IOKa3alo
BBICOKYIO CTENEHb COBIAJEHUS NPHU BBISBICHUM MEPEAHEr0 CMEUICHUS CYCTaBHOTO
nucka. CoBnazeHue IHAarHo3oB cocTaBuio 85,7 %, 4TO CBHUIETEIBCTBYET O BBICOKOM
JTUArHOCTUYECKOM 1leHHOCTH Y3 nipu JaHHO# (opMe NaToIOTHH.

Taouuna 1. Pe3yJbTaThl yJabTPa3ByKOBOI0 HCCIEA0BAHNUS MOJI0KEHH S
CYCTaBHOI'0 IUCKA

|H0.)1091ce}me CYyCTaBHOIO )mcxaHAﬁc. ‘lI/ICJIOH% ‘
|Hepez[Hee CMEILIEHHUE H52 H56,5‘
|KOM6I/IHI/Ip0BaHH06 CMEIICHHE H16 H17,4|
|H0pMaan0e MOJIOKEHHE H24 H26,1‘

[TonydyeHHbIE pe3ynbTaThl IEMOHCTPUPYIOT, UYTO YJIBTPA3BYKOBOE HCCIIEIOBAHUE
MO3BOJISIET HE TOJIBKO BBISBISATH  (DAaKT CMEMICHHUS CYCTaBHOTO JHCKa, HO U
nuddepeHIupoBaTh €ro KIMHUYECKHE BapUAHTHI, YTO HMMEET BaXKHOE MPAKTUYECKOE
3HaueHue. VMcnonb3oBanne Y3U B NMarHOCTHYECKOM alITOPUTME CIIOCOOCTByeT Oosee
TOYHOM MHTEPIPETANUN KIMHUYECKUX CUMITOMOB, CHUKEHHUIO YHCJIA TUATHOCTUYECKHUX
OmMOOK U ONTUMHU3AIMU JAIbHEHIICH TAKTUKH BEACHHUS MAIMEHTOB C AUCHYHKIMEH
BHYC.

OBCY/KAEHMUE. Pe3ynbTaThl NIPOBEIEHHOTO UCCIIEIOBAHUS CBUIETEIBCTBYIOT
0 BBICOKOU HH(POPMATUBHOCTH YIHTPA3BYKOBOTO HCCIEAOBAHUS TPU BBISBICHUU
CMEIIEHHUS CYCTaBHOTO AucKa y marueHToB ¢ quchyukiueit BHUC. Tlonyuennsie
JTAHHBIE COTJIACYIOTCS C pe3ybTaTaMU PadOT POCCUNUCKHUX U 3apyOEKHBIX aBTOPOB,
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YKa3bIBAIOIIUX HA BO3MOXKHOCTb MCIONb30BaHus Y3 B kauecTBe METO/1a MEPBUYHON
JIMAaTHOCTUKHU JTaHHOM maTtoJjioruu [7,8].

[IpeumymiecTBamu YJIBTPa3BYKOBOT'O HCCIIEI0BAHUSA SIBJISTFOTCSA €ro
HEWHBA3UBHOCTb, OTCYTCTBHE JIy4€BOM Harpy3Kd, JOCTYHHOCTh H BO3MOXHOCTh
MHOTOKPAaTHOTO TIOBTOPEHHUS B JWHAMHUKE JedeHus. OCOOCHHO IIEHHBIM SBISCTCS
npuMeHeHne (PYHKIIMOHATBHBIX MPOO, MO3BOJISIFOITUX OIIEHUTH MOJIBHKHOCTH CYCTaBHOTO
JIMCKa B peaJIbHOM BPEMEHHU.

B 1O %e BpeMs cienyeT OTMETHTh, YTO JWAarHOCTHUYECKHUE BO3MOXKHOCTH Y3U
OTpaHUYEHBbI TP OIICHKE TTyOOKHX CTPYKTYp CyCTaBa W 3aJHMX OTICJIOB CYCTaBHOTO
mucka. B astux  cnywasx MPT octaércss meromom BbeiOopa. Takum oOpasowm,
yIBTPa3BYKOBOE HCCIEOBAaHUE IE€JIeCO00pa3HO paccMaTpuBaTh KaK CKPUHUHTOBBIA U
JOTIONTHSAIONINI MeToa nuarHocTuku nucdynkinu BHUC.

3AKIFOYEHHUE. Yibrpa3BykoBoe HcCleOBaHHE SBISETCS HUHPOPMATUBHBIM,
JOCTYNHBIM M 0€30MacHBIM METOJOM BBISBIICHUS CMELICHUS CYCTaBHOTO JHMCKa MpU
muchyakiuu BHYC. [Mpumenenue Y3U mo3BosisieT MOBBICUTH 3PGEKTUBHOCTh paHHEH
JTUATHOCTUKY, OOBEKTUBU3MPOBATh KIMHUYECKUWE NAHHBIE M ONTHUMH3UPOBATH TAKTUKY
BEJICHUSI TTAIIUEHTOB. MeTo1 MOXKET OBITh PEKOMEHIOBAH /ISl IIIMPOKOT'0 MCIIOIH30BAHMS
B [IPAKTHKE CTOMATOJIOTOB U YEIIFOCTHO-TTUIIEBBIX XUPYPTOB.
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MEDICINE AND NATURAL OCJI0OKHEHHUSI MYKOBUCIHUI03A Y IIETeﬁ PAHHET0 BO3pacTa
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AnHoramusi. MykoBucimno3 (MB) sBmsercss omuuMm u3  Hambosee
pacrpocTpaHEHHBIX HACJIEICTBEHHBIX 3a00JIEBAHUN C ayTOCOMHO-PELECCUBHBIM
TUIIOM HacCJEI0BaHUS, XapaKTEPU3YIOLIMMCS TOPAKEHUEM 3K30KPUHHBIX KEIE3 U
Pa3BUTHEM TSKEBIX PECMUPATOPHBIX U TACTPOUHTECTUHAIBHBIX OCIIOKHEHUN YKe
B PaHHEM JETCKOM Bo3pacTe. HecMOTpsi Ha BHEAPEHUE HEOHATAIIBHOTO CKPUHUHTA,
CBOEBPEMEHHAsl JMAarHOCTHMKAa M IIPOTHO3MPOBAHUE OCJIOKHEHHOTO TEUYCHHS
3a00J€BaHUsl ~ OCTAIOTCS aKTyaJbHOW TmpoOjemoil mnemuatpuu. B cratbe
paccMOTpEHbl OCOOEHHOCTH paHHEW JOUarHOCTHKM MYKOBHCLKJ03a Y JeTel
paHHEro BO3pacTa, a TaKXKe MPOAHAIM3UPOBAHBI OCHOBHBIC (DAKTOPHl PHUCKA
pa3Butus ociioxHeHui. [lomydeHHBbIE pe3ysbTaThl MNOAYEPKHBAIOT 3HAYUMOCTD
KOMILJIEKCHOTO KJIMHUKO-1a00paTOPHOr0 M M€HETUYECKOTO MOAX0Aa JUIsl PaHHETO
BBISIBJICHUS 3a00JIEBaHUSI 1 ONTUMU3AIUNA TAKTUKHU BEJCHUS MAI[UEHTOB.

KiiroueBbie cioBa: MyKOBUCUHWI03, PAHHSS JAMArHOCTUKA, JNETH PAHHETO
BO3pacTa, GaKTOphl PUCKa, OCIOKHCHHUS.

Bsenenmue. MyxkoBucuu03 OTHOCUTCS K YHUCIly HauOoJee
pacnpoCTpaHEHHBIX HACJEICTBEHHbIX 3a00J€BaHUN C ayTOCOMHO-PELIECCUBHBIM
TUATIOM HACJIEIOBAHUSI M XAPAKTEPU3YETCS XPOHUYECKHM MPOTrPECCUPYIOIIUM
TEYEHUEM c MPEUMYIIECTBEHHBIM MOPaXECHUEM JbIXaTEeIbHOU "
NUIEeBapUTENbHON cucTeM. HecMOTpsi Ha BHEIpEHNE HEOHATAIbHOIO CKPUHUHIA U
Pa3BUTHE MOJIEKYJISPHO-TEHETUUECKUX METOJIOB TMAarHOCTUKH, ITPOOIeMa paHHEro
BBISIBJICHHS  3a00JI€BaHUsl Y J€Tel paHHEro BO3pacTa COXpaHSeT BBICOKYIO
akTyanbHOCTH [1-3].

Krmunanueckass Manudectamusi MyKOBHUCIIHIO3a B MEPBbIE TOHIBI KU3HU
OTJINYAETCS  BBIPAKEHHON  BapuaOENbHOCTBIO UM  HEPEOKO COIMNPOBOXKIAETCS
Hecneun(pruuecKuMu CUMIITOMaMHU, YTO 3aTPYAHSIET CBOEBPEMEHHYIO JUArHOCTUKY
U TPUBOAUT K TMO3AHEMY Hayally NaTOT€HETUYeCKoW Tepamuu. M3BecTHO, 4TO
3aJiepKKa BepUPUKALUKA AUAarHO3a acCONMUpOBaHa ¢ 0oJiee ObICTPHIM Pa3BUTHEM
OpOHXOJIETOYHBIX UM  TaCTPOMHTECTUHAJBHBIX  OCJIOXXKHEHHH,  yXyAIICHHEM
HYTPUTUBHOIO cTaTyca U (POPMUPOBAHUEM XPOHUYECKON MH(PEKIIUU JbIXaTeIbHBIX
nyreit [1, 4].

Ocoboe 3HaueHHWE WMEET u3y4deHUEe (aKTOPOB PHUCKA OCIOKHEHHOTO
TEYEHUs] MYKOBUCLMI03a Yy JeTeil paHHero Bo3pacta. K HUM oOTHOCATCA
TeHETUYECKNe  OCOOCHHOCTH,  CTEMEeHb  JK30KPHUHHOM  HEJAOCTaTOYHOCTHU
MO/KETTYIOYHON  JKeJe3bl, YacToTa PEeCHUpPATOPHBIX WHGEKIHA, MUKPOOHBIN
ner3ak JbIXaTeNbHBIX TYyTEW, a TaKXKe aHTe- W IOCTHATAIbHBIC (PAKTOPHl U

A collMalibHbIE ycloBUA. HemoctaroyHass cucTteMaTu3alus JaHHBIX (AKTOPOB
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OTPAaHUYMBAET BO3MOKHOCTH PAHHErO MPOTHO3UPOBAHUS HEOIArOonmpUsITHOTO
TedyeHus 3adoneBanus [3, 4, 6].

B oTOif CBS3M KOMIUIEKCHOE HCCIEOBAaHUE OCOOEHHOCTEH paHHEH
JIMArHOCTUKHU U (PaKTOPOB PUCKA Pa3BUTHUSL OCIONKHEHUN MYKOBUCILM03a Y JleTel
PaHHETO BO3pacTa SABJISETCA AaKTyaJbHOM HAYYHOM M NPAKTUYECKOM 3amadei,
HaIIPaBJIICHHOW HAa ONTHMMH3ALHI0 JUArHOCTHYECKUX AJITOPUTMOB U TOBBIIICHUE
() PEKTUBHOCTH paHHUX JICUEOHO-TTPODUTAKTUHICCKUX MEPOIIPUSTHM.

MyxkoBucun103 (KUCTO3HBIA (HUOPO3) - MYJIBTUCUCTEMHOE HACIEICTBEHHOE
3aboneBanue, oOycioBiaeHHOe wMyTtanusmu reHa CFTR, mpuBomsmmmu K
HApYIIEHUIO TPAHCIMUTEIHATHHOTO TPAHCIIOPTA HOHOB U (POPMUPOBAHUIO BSZKOTO
CEeKpeTa JK30KpUHHBIX keJ€3. llaTomormuyeckui mnponecc HOCUT CHUCTEMHBIN
XapakTep, OAHAKO HaubobIIee KIMHUUYECKOE 3HAUCHUE B PAHHEM BO3PACTe UMEIOT
MOPAKCHHSI IBIXaTEIbHON CHCTEMBI H YKEJTyT0YHO-KHIIISYHOT 0 Tpakta [1-7].

HavanbHble KIMHUYECKHE IMPOSBICHUS MYKOBHCIMI03a y NETEN paHHETO
BO3pacTa 4acTo OTJIMYAIOTCS HECHEeUU(PUIHOCTHIO U MOTYT MAcCKHpPOBATHCS O]
pacnpocTpaHEHHbIE 3a00JIeBaHMS PECIUPATOPHOTO U TaCTPOIHTEPOJIOTUYECKOTO
npodunsg. B pesynbrare amarHo3 HEpPEAKO YCTaHABIMBACTCS Ha JTare
dbopMHUpOBaHUS OCIOKHEHUM, YTO CYIIECTBEHHO YXYAIIA€T MPOrHO3 U CHHUKACT
3¢ peKkTHBHOCTE Tepanuu [1, 4].

Bueapenne mporpaMM HEOHATAJIBHOTO CKPUHUHIA ITO3BOJIMJIO TIOBBICUTH
YaCcTOTy pAHHErO BBIABICHUS MYKOBHCIM03a, OJHAKO HaJW4Yue pPaHHUX
OCJIO)KHEHMI Ja)ke y TallMeHTOB C MOATBEPKAEHHBIM JTUAarHO30M YKa3bIBaeT Ha
HEOOXOAMMOCTh YIUIYOJIEHHOTO aHamm3a (HaKTOpOB pHCKA HEOJIArompUsSTHOTO
TeueHus: 3aboneBaHusi. OcoObIi HHTEpEC TNPEACTaBIsAECT OLICHKAa KIWHUKO-
AHAMHECTUYECKHUX, JIa0OpaTOPHBIX M  MHKPOOHMOJIOTMYECKUX  TOKa3aTeseH,
aCCOLUMUPOBAHHBIX C Pa3BUTHEM OCIIOKHECHUI B TIEpBBIC TOBI )KU3HH [1, 4].

N3ydenne yKa3aHHBIX — aCIEKTOB IMO3BOJIUT HE TOJBKO  YTOYHUTH
OCOOCHHOCTH paHHEW JMArHOCTUKM MYKOBHCIIHI03a, HO H pa3paboTarh
MPOTHOCTHYECKUE KPUTEPUHU, HAMPABICHHbIE Ha PAHHIOW CTPATHU(PUKALUIO
MAlMeHTOB ~ 1O  PHUCKY  OCJOXKHEHMW W  TEpCOHATM3alNI0  JIe4eOHO-
MPOPHUIAKTUYECKUX TTOAXO/I0B, YTO COOTBETCTBYET COBPEMEHHBIM TpPEOOBaHUSM
JIOKQ3aTEIbHOMU MEIULIUHBI.

Heas wuccaenoBanms. M3yunTh 0COOCHHOCTH paHHEW JAMATHOCTUKH
MYKOBHUCIIMI03a y J€Tei paHHEro Bo3pacTa U ONPEACIUTh OCHOBHbBIC (HhaKTOPbI
pHUCKa, aCCOIMUPOBAHHBIE C PA3BUTUEM OCJIOKHEHHOTO TEUEHUSI 3a00JICBAHUS.

Marepuaabl W MeTOAbI HcciaeaoBaHus. MccienoBaHue HOCHIIO
pPETPOCIEKTUBHO-NIPOCIIEKTUBHBIA  XapakTep W  NPOBOAMIIOCH Ha  0Oaze
CIICLIMAJIM3UPOBAHHOrO mneauarpuueckoro 1mentpa B 2019-2024 rr. Ilox
HaOJII0/ICHHEeM HaxoauiIuch 62 peGéHka paHHero Bo3pacta (oT 1 mecsia 1o 3 ner)
C MOATBEPKIEHHBIM TUArHO30M MyKoBuUcIo03a. M3 Hux 34 (54,8%) manpunka u
28 (45,2%) neBouek.

B 3aBucumocTH OT CpPOKOB YCTAaHOBJICHHsI JHArHOo3a TMAlMeHThl ObLIN
pa3/iesieHbl Ha JBE TPYIIIbI:

[ rpynna (panusas nuarHoctuka) — 38 mereit (61,3%), y KOTOpBIX AMArHo3

A OBLTT YCTAHOBJIEH B BO3pACTeE 10 6 MECSIIEB;
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Il rpynma (mo3musis muarHoctuka) — 24 pe6énka (38,7%), y KOTOPBIX
JMarHo3 ObUT MOATBEPKIEH MOcie 6 MECSIIEB HKU3ZHHU.

JInarno3 MyKOBHCIIM]I03a YCTAHABJIMBAJICS HA OCHOBAHUU TOJIOKUTEIbHBIX
pe3ynbTaToOB HEOHATAIBHOTO CKpUHUHTA (TOBBIIIEHUE yYpOBHS
MMMYHOPEAKTUBHOTO TPUIICHHA), TOTOBOIO TeCTa (KOHIIEHTpAIMs XJIOPUIOB MOTa
>60 MMOJIB/JT) B MOJIEKYJIIpHO-TeHeTuUecKoro uccienoBanus rena CFTR.

Bcem nmaruenTam npoBOAMIOCH KOMILIEKCHOE KIIMHUYECKOE 00CieI0BaHKE,
BKJTFOYABIIICE aHAIN3 aHAMHECTHYCCKUX JTAHHBIX, OIEHKY (PHU3NYECKOTO pa3BUTHS
(Macca Tena, JJQJIMHAa TeJa, MHJEKC Macchl Teja), 4YacTOThl M Xapakrepa
pecnupaTopHbix ~ HHQPEKIHWA,  COCTOSHUS  THUIICBAPUTEILHOW  CHCTEMBI.
JlaGopaTopHble METOABI BKJIIOYATH OOMMWKA ¥ OMOXMMUYECKHMN aHAIHM3bl KPOBH,
UCCIIEIOBAaHNE Kajla Ha TMaHKPEeaTHYeCKylo »3Jacta3y-l1, MHKpPOOHMOIOTHYECKOE
UCCIICIOBAHUE MOKPOTBI WJIM aciupaTa BEpXHUX JIbIXaTeIbHBIX IyTEH.
NHcTpyMEeHTANIbHBIE METOJIbl - BKJIIOYAIM PEHTICHOrpagui0 OpraHoOB TpYIHOMN
KJIETKH U YJIBTPA3BYKOBOE HCCIIEIOBAHNE OPraHOB OPIOIIHOM MOJIOCTH.

Cratuctuueckass o0paOOTKa JaHHBIX MPOBOJMIACH C HCIIOJIb30BAHUEM
naketa nporpamm Statistica 10.0. KonnuecTBeHHbIC MOKA3aTENH MPEICTABICHBI B
BUJIC CPEJHEN BEJIMYUHBI U CTaHAApTHOro OTKIOHeHUs (M#SD). Jlna cpaBHeHUs
IpyII HWCHOJb30Bajics t-kputrepuid CThIOJIEHTa, KAaYECTBEHHBIE [IOKA3aTeld
aHAJM3UPOBAINCH €  TPUMEHEHHEM  ¥>-KpuTepus. Pa3nuuums  cuuTanuch
craTucTudecku 3HaunMMbIMU nipu p<0,05. MHCTpyMeHTaIbHbIE METO/IbI BKIIIOYATIU
peHTreHorpaguio OpraHoB TIPYJHOM KIETKH U YJIbTPa3BYKOBOE HCCIIEIOBAHUE
OpraHoB OPIOIIHOMN MOJOCTH.

Jlns BbIsiBIeHUS (DAaKTOPOB PUCKA OCJIOKHEHHOTO TEUYEHHUsSI 3a00JIeBaHUS
aHAJM3UPOBAIUCH JaHHBIE O CpPOKaX YCTAHOBJICHUS JUAarHo3a, HaJIW4YUU
MEKOHHUAJIBHOTO WJieyca, CTENEHU MaHKPEaTUYECKOW HENO0CTaTOYHOCTH, YaCcTOTe
000CTpeHMT OPOHXOJIErOYHOTO MPoLIecca U XapaKTEepe MUKPOOHOU KOJIOHU3AIMH
JIBIXATEIbHBIX MyTEH.

PesyabTarhl HccaeqoBaHMs M UX O00CYy:KIeHHe. AHAIU3 KIMHUYECKHUX
JAHHBIX TIOKa3ali, yto y geteil Il rpymmbl (mo3mHssS AMATHOCTHKA) JTOCTOBEPHO
yarie OTMEYalIUCh BBIPAKEHHbIE HApYIICHUS (Quiznueckoro pasputus. edbunut
Macchl Tena BeisiBIsUics y 17 pereit (70,8%) Bo Il rpymme mporuB 11 nereit
(28,9%) B I rpymmie (¢*=9,8; p<0,01).

CpenHsisi 4acToTa peCHUPATOPHBIX OOOCTPEHUI B TEUEHUE IMEPBOr0 Toja
KU3HU cocTaBmwia 5,1+1,3 snu3ona y aereid ¢ mo3aHeN TUAarHOCTUKOM, 4TO OBbLIO
CTATUCTUYECKH 3HAYHMMO BBIIIC MO CPABHEHHUIO C JIEThbMHU C PAHHUM BBISIBICHHEM
3aboneBanus — 2,9+1,1 snuzona (p<0,001).

DK30KpUHHAas MaHKpeaTuyeckas HEJIOCTATOYHOCTh (ypoBeHb
naHkpeatnyeckor anacrasbl-1 <200 MKr/r) auarHoctupoBaHa y 44 manueHTOB
(71,0%). IIpu stom Ttsmkénas ¢opma HemoctatrodHoctu (<100 MKr/r) wyarmie
peructpupoBanach Bo Il rpynme — y 15 nereii (62,5%) npotus 13 nereit (34,2%) B
I rpynme (p<0,05).

Pannsis MukpoOHas KOJOHHW3aIMs bIxaTeldbHbIX myTeit Staphylococcus
aureus u Pseudomonas aeruginosa seisiBisiiack y 18 mereit (75,0%) ¢ mo3aHei

Volume 2 Issue5 | 2025 |

| Page | 27 I
Tel: +99833 5668868 | Tg:t.me/Anvarbek PhD



.\

JIMarHoCTUKOW U Jmiib y 14 marmentoB (36,8%) ¢ panHel quarHoctukon (x*=8,1;
p<0,01).

Ta0Omuna.
OcHoBHBIE (paKTOPBI PUCKA OCJIOKHEHHOTO TEYCHUS] MyYKOBHCIUA03A Y
JAeTell paHHero Bo3pacra

Iloka3arennb I rpynna (n=38) II rpynna (n=24) p
Jedunut macce Tena, n (%) 11 (28,9%) 17 (70,8%) <0,01
YacTota o60cTpeHuit B rojt
(MSD) 2,9+1,1 5,1£1,3 <0,001
Tsxénas nankpeaTuyeckas 13 (34,2%) 15 (62,5%) <0,05
HEI0CTaTOYHOCTH, N (%)
KonoHuzanwst 1bIxaTeIbHBIX 14 (36,8%) 18 (75,00) <0,01

nyreid, n (%)

Takum oOpazom, MO3AHSS JUATHOCTUKA MYKOBHUCIHI03a aCCOLMUPOBaHA C
Oonee THKEIBIM TEUYCHHEM 3a00JICBaHMS, BBICOKOM YacTOTOM OCIOXHCHHM U
YBEIMYECHHON MOTPEOHOCTHIO B CTAIIMOHAPHOM JICYECHUH.

[TonyuyeHHBIE B XOA€ HCCIEAOBAHUS HAHHBIE TIOATBEPXKIAKOT KIOUEBYIO
poJib  paHHEW JAMArHOCTUKM  MYKOBHCIMAO03a B  (GopMHupoBaHUU Ooliee
OJIaroNpUATHOTO KIMHUYECKOTO TeYEHHs 3a00JIeBaHus Y JIETel paHHETO BO3pacTa.
CornacHo pe3ynbTaTaM HalIEro MCCIEAOBAHUS, AETH C MO3JHUM YCTAHOBJICHUEM
JIMarHo3a JOCTOBEPHO Yalle HWMEJIM BbIPpAXCHHBbIC HApYIICHUS (QU3UYECKOTO
pa3BUTHS, BBICOKYIO YacTOTYy pECHUPATOPHBIX OOOCTpEHUH H  TIKEITYIO
3K30KPUHHYIO TAHKPEATUYECKYIO HEIOCTATOYHOCTb.

AHanoruyHble BBIBOJBI MPEACTABICHBI B padoTax 3apyOeKHBIX U
OTECYECTBEHHBIX AaBTOPOB, YKA3bIBAIOIIMX, YTO BHEJIPECHHE HEOHATAJIBLHOIO
CKpUHHMHTA TIO3BOJISIET BBISBISATh MYKOBHUCIIUA03 J10 MaHUDecTaluu TIKETBIX
KIIMHAYECKNX CHMITOMOB M TEM CaMbIM CHIDKATh PHUCK OpPOHXOJErOYHBIX
OCJIO)KHEHUH W HYTpUTHUBHOTO Aeduiuta. Ilo maHHBIM psiga HCCEI0BaHUH,
paHHEee HayaJo 3aMECTUTENbHON (EePMEHTHOM Tepanmuu U PECHUPATOPHOU
MOAJCPKKH CITOCOOCTBYET YIJIYUIICHHIO TIOKazaTelel (hU3NYECKOro pa3BUTHSA W
CHMYKEHHIO YaCTOThI TOCHUTAIN3AIMI B IIEPBbIC TO/Ibl KU3HU.

Ocoboe BHHUMaHHE B HACTOAIEH pPadOTE YIEICHO POJU HK30KPUHHOU
MaHKPEeaTUYECKOW HEIOCTATOYHOCTH KaK OJHOTO M3 BEAyHIUX (PAKTOPOB pHCKa
OCIIO)KHEHHOTO TE€UeHUs MyKoBHCIHa03a. [lomyueHHble HamMu paHHBIE O OoJjee
BBICOKOM pacrnpocTpaHEHHOCTH TSDKEIBIX bopm MaHKPEaTUYECKOU
HEJIOCTATOYHOCTH Y AETEN C MO3JHEN TUAarHOCTUKOW COrIacyrTCs C pe3yJibTaTaMu
KIMHUYECKUX  HAOJIONEHMH, YKa3blBalOIUX Ha TECHYI CBSI3b  MEXIY
HYTPUTUBHBIM CTaTyCOM U MPOTHO30M 3a00JICBaHMUSI.

Pannsia  xoJIOHM3auMs [BIXATEIbHBIX IIYTEM  YCIOBHO-NIATOTEHHOM W
naToreHHoi Mukpodopoii, pexe Bcero Staphylococcus aureus u Pseudomonas
aeruginosa, Tak)ke paccMaTpHUBaeTCA B JIUTEpAaType Kak HeOJaronpusTHBIN
nporHocTrueckuii pakrop. B Hamem uccieoBaHUU TOCTOBEPHO 0oJiee BBICOKAs
4acToTa MUKpOOHOM KojioHM3aluu y aeteil Il rpynmbl moaTBep:KIaeT MHEHHUE O
TOM, YTO OTCYTCTBHE CBOEBPEMEHHOTO IuarHo3a U Oa3uCHOM Tepamuu CO31aéT
YCIIOBHUS JIJIsl OBICTPOTO MPOTPECCUPOBAHUS OPOHXOJIErOYHOTO MPOIIEcca.
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Takum oOpa3om, pe3yIbTaThl UCCIAEAOBAHUS COTIACYIOTCS C COBPEMEHHBIMU
MPEJCTABJICHUSMA O TATOrE€HE3€¢ M KIMHUYECKOM TEYEHUU MYKOBUCLMAO03a Y
JleTeld paHHEro BO3pacTa U MOJYEPKUBAIOT HEOOXOJIUMOCTh PAHHETO BBISBICHUS
3a00JIeBaHMs, JTHUHAMHYECKOTO MOHHUTOpPHUHTA (haxTopoB pHUcKa u
WHMBUAYAN3AIU JeYeOHO-TIPOPHITAKTHYECKUX MEPOIIPUSITHIA.

BbiBoabl. PaHHssS TMarHOCTHKA MYKOBHUCLINI03a Y JIETEH paHHEro BO3pacTa
SBJISIETCS KJIFOUEBBIM (DAaKTOPOM, OIPEICISIONIMM MPOrHO3 3a00JICBaHUS U PHUCK
pPa3BUTHS OCIOKHEHUN. KOMIIEKCHBIA MOAXO0/ ¢ HCTIOJIb30BAHUEM HEOHATAIBHOTO
CKpUHUHTA, KJIMHUKO-JIA0OPATOPHBIX W TEHETUYECKUX METOJIOB IO3BOJISET
CBOCBPEMEHHO  BBIABIIATH  3a00JICBaHWE W  HAYMHATh  IMAaTOTCHETHYCCKHU
000CHOBaHHYIO Tepamnuio. BuisiBieHHe (aKTOPOB PHCKA OCIONKHEHHOTO TCUCHUS
MYKOBHUCIIM/103a JAET BO3MOXKHOCTh UHAUBUYATU3UPOBATh TAKTUKY HAOIIOACHUS
W JICYCHHsI, YTO CIOCOOCTBYET YIyUIIEHHUIO Ka4deCTBA XU3HH W CHIDKCHHIO
WHBaJIWN3alU1 TTallMEHTOB.
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MEDICINE AND NATURAL Temir tanqisligi anemiyasidan aziyat chekuvchi

SCIENCES

xomilador ayollarda preeklampsiya profilaktikasining
samaradorligi
IImiy rahbar: Ismoilova Shoira Tolkunovna.
Tibbiyot fanlari doktori, dotsent, Central Asian Medical
University Xalgaro tibbiyot universitetining Akusherlik
ginekologiya va neonatalogiya kafedrasi mudiri.
Erkinova Nilufar
Central Asian Medical University Xalgaro tibbiyot
universitetining “Akusherlik va ginekologiya” kafedrasi
magistranti.
Annotatsiya: Temir tangisligi anemiyasi homilador ayollarda eng keng targalgan
ekstragenital patologiyalardan biri bo'lib, preeklampsi rivojlanish xavfini sezilarli
darajada oshiradi. Temir tanqisligi to'gqimalarning nafas olishini buzadi, endotelial
disfunktsiyani oshiradi va gipoksiyani oshiradi, bu esa homiladorlik asoratlarining
rivojlanishiga yordam beradi. O'z navbatida, preeklampsi onalar va perinatal
kasalliklar va o'limning asosiy sababi bo'lib golmogda. Ushbu tadgiqotning
magsadi temir tangisligi anemiyasi bo'lgan homilador ayollarda preeklampsi uchun
profilaktika choralarining samaradorligini baholashdir. Maqolada profilaktika
bo‘yicha zamonaviy yondashuvlar, jumladan, kamqonlikni o‘z vaqtida tuzatish,
temir preparatlarini qo‘llash, ratsional ovgatlanish, homilador ayollarning ahvolini
har tomonlama dinamik kuzatish tahlil etilgan.
Kalit so‘zlar: temir tanqisligi anemiyasi, homilador ayollar, preeklampsiya,
profilaktika, gemoglobin, ona-homila salomatligi.
Kirish: Hozirgi kunda homiladorlik davrida uchraydigan asoratlar orasida
preeklampsiya va temir tanqisligi anemiyasi muhim tibbiy-ijtimoiy muammo
hisoblanadi. Jahon sog‘ligni saqlash tashkiloti ma’lumotlariga ko‘ra, temir
tanqisligi anemiyasi homilador ayollarda eng ko‘p uchraydigan ekctparenital
kasalliklardan biri bo‘lib, uning tarqalish darajasi ayrim hududlarda 40-60
foizgacha yetadi. Ushbu holat homiladorlikning kechishi, tug‘ruq jarayoni hamda
ona va homila salomatligiga salbiy ta’sir ko‘rsatadi.Preeklampsiya esa
homiladorlikning ikkinchi yarmida rivojlanadigan og‘ir patologik holat bo‘lib,
arterial qon bosimining oshishi, proteinuriya va ko‘p tizimli organ shikastlanishlari
bilan tavsiflanadi. Ushbu kasallik onalar va perinatal o‘limning yetakchi
sabablaridan biri bo‘lib qolmoqda. Preeklampsiyaning patogenezi murakkab
bo‘lib, endotelial disfunktsiya, platsentar qon aylanishining buzilishi, oksidlovchi
stress va immun mexanizmlar muhim o‘rin tutadi.llmiy tadqiqotlar shuni
ko‘rsatadiki, temir tanqisligi anemiyasi mavjud bo‘lgan homilador ayollarda
preeklampsiya rivojlanish xavfi sezilarli darajada oshadi. Temir yetishmovchiligi
natijasida to‘qimalarda gipoksiya kuchayadi, oksidlovchi jarayonlar faollashadi va
tomir devorlarining funksional holati buziladi. Bu esa arterial bosimning oshishi va
preeklampsiya patogenezida muhim bo‘lgan endotelial shikastlanishlarga olib
keladi.Shu bilan birga, temir tanqgisligi anemiyasi fonida homilada kislorod
A yetishmovchiligi, intrauterin rivojlanishdan orqada qolish, erta tug‘ruq va perinatal
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asoratlar xavfi ham ortadi. Ona organizmida esa yurak-gqon tomir tizimi
yuklamasining oshishi, infeksion asoratlar va tug‘ruqdan keyingi qon ketishlar
ehtimoli kuchayadi. Shu sababli homiladorlik davrida anemiyani erta aniglash va
samarali davolash nafagat umumiy holatni yaxshilaydi, balki preeklampsiya
profilaktikasida ham muhim ahamiyat kasb etadi.So‘nggi yillarda preeklampsiya
profilaktikasiga oid ko‘plab tadqiqotlar olib borilgan bo‘lsa-da, temir tangisligi
anemiyasi bilan og‘rigan homilador ayollarda ushbu profilaktik choralar
samaradorligini kompleks baholash dolzarb masala bo‘lib qolmoqda. Anemiyani
0°‘z vaqtida korreksiya qilish, temir preparatlarini ratsional qo‘llash, ovqatlanishni
optimallashtirish va dinamik kuzatuv preeklampsiya rivojlanish  xavfini
kamaytirishga xizmat qilishi mumkin.Shu munosabat bilan, temir tangisligi
anemiyasidan  aziyat chekayotgan homilador ayollarda preeklampsiya
profilaktikasining samaradorligini o‘rganish, ushbu yo‘nalishda ilmiy asoslangan
tavsiyalar ishlab chigish va ularni amaliyotga tatbiq etish akusherlik va
ginekologiya sohasida muhim ahamiyatga ega hisoblanadi.
Material va Metodlar: Mazkur ilmiy tadgiqot temir tangisligi anemiyasidan
aziyat chekuvchi homilador ayollarda preeklampsiya profilaktikasining
samaradorligini baholash magsadida o‘tkazildi. Tadqiqot prospektiv, taqqoslovchi
kuzatuv  xarakteriga ega Dbo‘lib, 2023-2024 vyillar davomida amalga
oshirildi. Tadgigqot materialini homiladorlikning I1-III trimestrida bo‘lgan, yoshi 18
yoshdan 35 yoshgacha bo‘lgan jami 120 nafar homilador ayollar tashkil etdi.
Tadgiqotga jalb gilingan barcha homilador ayollarda temir tanqisligi anemiyasi
klinik va laborator tekshiruvlar asosida tasdiglandi. Temir tangisligi anemiyasi
gemoglobin miqdorining 110 g/l dan past bo‘lishi, eritrotsit indekslarining
pasayishi  hamda zardob  ferritini  darajasining  kamayishi  asosida
baholandi.Tadgiqot ishtirokchilari ikki guruhga ajratildi. Asosiy guruhni temir
tanqisligi anemiyasi bilan og‘rigan 60 nafar homilador ayollar tashkil etdi. Ushbu
guruhda preeklampsiya rivojlanishining oldini olish magsadida kompleks
profilaktik chora-tadbirlar olib borildi. Nazorat guruhiga esa 60 nafar homilador
ayollar kiritilib, ularga amaldagi klinik protokollarga muvofiq standart kuzatuv
amalga oshirildi.Tadgigotga Kkiritish mezonlari quyidagilardan iborat bo‘ldi:
homiladorlikning 20-haftasidan keyingi davri, temir tangisligi anemiyasining
mavjudligi, homilador ayolning umumiy ahvolining qoniqarli bo‘lishi va
tadgigotda ishtirok etishga roziligining mavjudligi. Tadgigotdan chiqarib tashlash
mezonlariga ko‘p homilali homiladorlik, og‘ir surunkali yurak-qon tomir
kasalliklari, gandli diabet, buyrak va jigar yetishmovchiligi, shuningdek og‘ir
endokrin va infeksion kasalliklar kiritildi.Barcha homilador ayollarga kompleks
klinik tekshiruvlar o‘tkazildi. Klinik baholash jarayonida arterial qon bosimi
muntazam ravishda o‘lchandi, tana vazni dinamikasi, shishlarning mavjudligi va
umumiy somatik holat baholandi. Preeklampsiyaning klinik belgilari, xususan
arterial gipertenziya va proteinuriya alohida nazorat gilindi.Laborator tekshiruvlar
gatoriga umumiy gon tahlili, gemoglobin migdorini aniglash, eritrotsitlar soni, rang
ko‘rsatkichi, zardob ferritini darajasi hamda umumiy siydik tahlili kiritildi.
Proteinuriya mavjudligi va darajasi umumiy siydik tahlili natijalari asosida
A baholandi. Zarur hollarda biokimyoviy qon tahlillari ham o‘tkazildi.Asosiy
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guruhdagi homilador ayollarda preeklampsiya profilaktikasi maqsadida temir
preparatlari kuniga o‘rtacha 100200 mg elementar temir dozada, vitamin-mineral
komplekslar, ratsional ovqatlanish bo‘yicha tavsiyalar hamda dinamik tibbiy
kuzatuv amalga oshirildi. Profilaktik chora-tadbirlar homiladorlikning 20-24-
haftalaridan boshlab olib borildi.Nazorat guruhidagi homilador ayollarda temir
tanqgisligi anemiyasini davolash bo‘yicha standart tavsiyalar va umumiy klinik
kuzatuv bilan cheklanildi.Preeklampsiya rivojlanishi arterial gon bosimining
140/90 mm simob ustunidan yuqori ko‘tarilishi va siydikda ogsil aniqlanishi
asosida baholandi. Profilaktik chora-tadbirlarning samaradorligi preeklampsiya
rivojlanish chastotasi, Kklinik kechishi va homiladorlik natijalari asosida tahlil
qilindi.Olingan klinik va laborator ma’lumotlar Statistica 10.0 dasturi yordamida
statistik tahlildan o‘tkazildi. Natijalar o‘rtacha qgiymat va foiz ko‘rinishida
ifodalandi hamda ishonchlilik darajasi p<0,05 deb gabul gilindi.
Natija: Tadgiqot davomida temir tanqisligi anemiyasidan aziyat chekuvchi
homilador ayollarda preeklampsiya profilaktikasining samaradorligi baholandi.
Tadgigotga jalb gilingan jami 120 nafar homilador ayollarning 60 nafari asosiy
guruhga, 60 nafari nazorat guruhiga Kkiritildi.Asosiy guruhda preeklampsiya
rivojlanishi 5 nafar (8,3%) bemorda kuzatildi, nazorat guruhida esa preeklampsiya
holatlari 14 nafar (23,3%) bemorda gayd etildi. Natijalar ko‘rsatdiki, asosiy
guruhda profilaktik chora-tadbirlar preeklampsiya rivojlanish xavfini sezilarli
darajada kamaytirdi (p<0,05).Asosiy guruhda gemoglobin miqdori profilaktika
davrida o‘rtacha 112 g/l dan 122 g/l gacha oshdi. Eritrotsitlar soni va zardob
ferritini darajasi ham sezilarli darajada yaxshilandi. Nazorat guruhida esa
gemoglobin miqdoridagi o‘zgarish minimal bo‘lib, o‘rtacha 111 g/l dan 114 g/l
gacha bo‘ldi.Shishlar va vazn dinamikasi ham asosiy guruhda nazorat qilindi,
arterial qon bosimi ko‘rsatkichlari barqaror bo‘ldi. Nazorat guruhida esa 12 nafar
homilador ayolda qon bosimi 140/90 mm simob ustunidan oshdi, og‘ir shishlar
kuzatildi. Proteinuriya darajasi asosiy guruhda minimal yoki yo‘q bo‘lib, nazorat
guruhida 15 nafar homilador ayolda o‘rtacha 1+-2+  darajada
aniglangan.Preeklampsiya profilaktikasi natijasida asosiy guruhdagi homilalarning
rivojlanishi va perinatal natijalar yaxshilandi. Homilalar o‘rtacha vazni 3200 g, 37—
40 haftalik muddatda tug‘ildi. Nazorat guruhida esa 5 nafar homila oz vaznli
(<2500 g) bo‘lib tug‘ildi va 3 nafar homila 37 haftadan oldin tug‘ildi.Shuningdek,
asosiy guruhda tug‘ruq jarayoni davomiyligi va qon ketish miqdori ham nazorat
qilindi. Asosiy guruhda tug‘ruq jarayoni o‘rtacha 6—8 soat, qon ketish miqdori esa
150-200 ml bo‘ldi. Nazorat guruhida tug‘ruq jarayoni o‘rtacha 8-12 soat, qon
ketish esa 250—400 ml gacha yetdi.Natijalar shuni ko‘rsatdiki, temir preparatlari va
kompleks profilaktik chora-tadbirlar preeklampsiya rivojlanish xavfini sezilarli
darajada kamaytiradi, ona va homilaning sog‘lom rivojlanishini ta’minlaydi hamda
homiladorlikning kechishi va tug‘ruq natijalarini yaxshilaydi.
Muhokama: Olingan natijalar shuni ko‘rsatdiki, temir tanqisligi anemiyasidan
aziyat chekuvchi homilador ayollarda preeklampsiya profilaktikasi samarali bo‘lib,
preeklampsiya rivojlanish xavfini sezilarli darajada kamaytiradi. Asosiy guruhda
preeklampsiya holatlari 8,3% bo‘lib, nazorat guruhidagi 23,3% bilan solishtirganda
A sezilarli farq kuzatildi. Bu natija profilaktik chora-tadbirlarning samaradorligini
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aniq ko‘rsatadi va temir tanqisligini erta aniqlash hamda tuzatishning muhimligini
tasdiglaydi.Temir tangisligi anemiyasi homilador ayollarda gipoksiya va
oksidlovchi stressni kuchaytirishi, endotelial disfunktsiyani rivojlantirishi tufayli
preeklampsiya xavfini oshiradi. Tadgigot davomida asosiy guruhda gemoglobin
darajasi va zardob ferritini o‘sishi natijasida qon aylanishi va to‘qimalarda kislorod
yetkazilishi yaxshilandi. Bu esa arterial qon bosimi va proteinuriya
ko‘rsatkichlarining barqarorligiga olib keldi, shuningdek homilaning rivojlanishini
qo‘llab-quvvatladi.Olingan natijalar boshga tadgiqotlar bilan ham mos keladi.
Masalan, Jahon sog‘ligni saqlash tashkiloti va bir qator klinik tadqiqotlar shuni
ko‘rsatadiki, temir tangisligi anemiyasini erta aniglash va davolash preeklampsiya
xavfini kamaytiradi hamda ona va homila salomatligini yaxshilaydi. Shuningdek,
kompleks profilaktik choralar, jumladan temir preparatlari, vitamin-mineral
komplekslar va ratsional ovgatlanish kombinatsiyasi, yagona profilaktik choralarga
nisbatan samaraliroq ekanligi aniglangan.Tadqiqot natijalari shuni ko‘rsatadiki,
preeklampsiya profilaktikasi nafagat preeklampsiya rivojlanishini kamaytiradi,
balki homiladorlikning kechishini yaxshilaydi, homilalarning vazni va sog‘lom
tug‘ilishi imkonini oshiradi. Nazorat guruhida kuzatilgan oz vaznli homilalar va
erta tug‘ruglar esa profilaktik choralar yetarli bo‘lmaganda xavf oshishini
tasdiqlaydi.Shuni ta’kidlash lozimki, profilaktik chora-tadbirlar fagat temir
preparatlaridan iborat bo‘lmasligi, balki kompleks yondashuv — laborator va
klinik kuzatuv, ovqgatlanishni optimallashtirish va homiladorlik davomida doimiy
monitoring preeklampsiya rivojlanishini sezilarli darajada kamaytiradi. Bu
natijalar akusherlik amaliyotida profilaktik choralarni ilgari surish zarurligini
ko‘rsatadi.Tadqiqotning asosiy cheklovlari orasida homilador ayollar soni nisbatan
cheklanganligi va fagat II-III trimestr homiladorlari o‘rganilgani mavjud. Shu
bilan birga, tadgigot joyini keltirmaslik tufayli hududiy farglar hisobga olinmagan.
Kelajakda ko‘proq ishtirokchilar bilan, turli hududlarni qamrab olgan va boshga
ekstraplenental kasalliklar mavjud bo‘lgan homiladorlarda tadqiqot o‘tkazish
tavsiya etiladi.

Xulosa: Tadgiqot natijalari shuni ko‘rsatdiki, temir tanqisligi anemiyasidan aziyat
chekuvchi homilador ayollarda preeklampsiya profilaktikasi samarali bo‘lib,
preeklampsiya rivojlanish xavfini sezilarli darajada kamaytiradi. Kompleks
profilaktik choralar, jumladan temir preparatlari, vitamin-mineral komplekslar,
ratsional ovgatlanish va klinik monitoring asosity samarali vositalar sifatida
aniglangan.Asosiy guruhda gemoglobin va zardob ferritini darajasi oshishi, arterial
gon bosimi va proteinuriya ko‘rsatkichlarining barqarorligi homilaning sog‘lom
rivojlanishini ta’minladi va perinatal natijalarni yaxshiladi. Nazorat guruhida esa
preeklampsiya, oz vaznli homila va erta tug‘ruq xavfi yuqori bo‘ldi.Shu bilan
birga, tadgiqot akusherlik amaliyotida temir tanqisligi aniglangan homilador
ayollarda preeklampsiya profilaktikasi choralarini erta boshlashning muhimligini
ko‘rsatadi. Kelajakda homiladorlikni boshqarish va ona-homila salomatligini
yaxshilash uchun profilaktik choralarni kengaytirish tavsiya etiladi.
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MEDICINE AND NATURAL Ambulatoriya sharoitida homilador ayollarda temir

SCIENCES

tanqisligi anemiyasini davolashni takomillashtirish
IImiy rahbar: Jabbarova Yulduz Qosimovna.
Tibbiyot fanlari doktori, dotsent, Central Asian Medical
University Xalgaro tibbiyot universitetining Akusherlik
ginekologiya va neonatalogiya kafedrasi professori.
Abdullayeva Dilnura
Central Asian Medical University Xalgaro tibbiyot
universitetining “Akusherlik va ginekologiya” kafedrasi
magistranti.

Annotatsiya: Homilador ayollarda temir tangisligi kamgonligi eng keng
targalgan ekstragenital patologiyalardan biri  bo'lib golmoqgda, aynigsa
ambulatoriya sharoitida. Bu holat homiladorlik, tug'ish va tug'rugdan keyingi
davrga salbiy ta'sir giladi va ona va homila uchun asoratlar xavfini oshiradi. Ushbu
magolada ambulatoriya sharoitida homilador ayollarda temir tangisligi
kamqonligini davolashni takomillashtirishning joriy yondashuvlari ko'rib chigiladi.
Erta tashxis go'yish, individual ravishda temir qo'shimchalarini Kiritish, davolash
samaradorligini baholash va bemorga rioya gilishga alohida e'tibor beriladi. Temir
0'z ichiga olgan preparatlarning og'iz shakllarini go'llash natijalari, shuningdek,
homiladorlik davri va kamgonlik darajasini  hisobga olgan holda
kombinatsiyalangan terapiya sxemalari tahlil gilindi.

Kalit so‘zlar: Anemiya sindromi, temir tangisligi,homiladorlik davri, ambulatoriya
monitoringi,gemoglobinni tuzatish, ona salomatligi, perinatal xavflar.
Kirish: Homilador ayollarda temir tanqgisligi anemiyasi zamonaviy akusherlik va
ginekologiyada eng dolzarb tibbiy-ijtimoiy muammolardan biri hisoblanadi. Jahon
sog‘ligni saqlash tashkiloti ma’lumotlariga ko‘ra homiladorlik davrida anemiya
uchrash chastotasi turli mintagalarda 30-60 % ni tashkil etadi, rivojlanayotgan
sog‘ligni saqglash tizimiga ega bo‘lgan mamlakatlarda esa bu ko‘rsatkich yanada
yugori. Aynigsa ambulatoriya sharoitida kuzatilayotgan homilador ayollarda temir
tanqisligi anemiyasi tez-tez aniglanadi. Bu holat homilador ayol organizmida
kechadigan fiziologik o‘zgarishlar ijtimoiy-igtisodiy —omillar ovgatlanish
xususiyatlari hamda tibbiy sabablar bilan bog‘ligdir.Homiladorlik davrida
organizmning temirga bo‘lgan ehtiyoji sezilarli darajada ortadi. Bu gon aylanish
hajmining ko‘payishi homila va yo‘ldoshning rivojlanishi shuningdek homilada
temir zaxiralarining shakllanishi bilan izohlanadi. Temirning yetarli migdorda
gabul qilinmasligi yoki uning so‘rilishining buzilishi qisqa vaqt ichida temir
tanqgisligiga, natijada gemoglobin darajasining pasayishiga va anemik sindrom
rivojlanishiga olib keladi. Temir tanqgisligi anemiyasi homilador ayolning umumiy
ahvoliga salbiy ta’sir ko‘rsatib, organizmning moslashuvchanlik imkoniyatlarini
pasaytiradi, surunkali holsizlik bosh aylanishi taxikardiya va boshga klinik belgilar
bilan namoyon bo‘ladi.Temir tangisligi anemiyasi muammosi uning homiladorlik
kechishi va tug‘ruq natijalariga ta’siri bilan alohida ahamiyat kasb etadi.
Anemiyaga chalingan homilador ayollarda homiladorlikni erta uzilish xavfi,
A preeklampsiya, fetoplatsentar yetishmovchilik, muddatidan oldin tug‘ruglar va
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homila gipoksiyasi kabi asoratlar ko‘proq uchraydi. Bundan tashqari, anemiya
tug‘rugdan keyingi qon ketishlar, infeksion-yallig‘lanish asoratlari xavfini oshiradi
hamda tug‘ruqdan keyingi tiklanish davrini uzaytiradi. Temir tanqisligining salbiy
ta’siri yangi tug‘ilgan chaqaloglar holatida ham namoyon bo‘lib, tana vaznining
pastligi, bachadon ichida rivojlanishning sustlashuvi va neonatal davrda
moslashuvchanlik imkoniyatlarining pasayishi bilan tavsiflanadi.Homilador
ayollarni ambulatoriya sharoitida kuzatish jarayonida temir tangisligi anemiyasini
0°‘z vaqtida aniqglash va oqilona davolash muhim ahamiyatga ega. Biroq amaliyotda
ko‘pincha anemiyaning kech aniqlanishi, temir tanqisligi darajasining yetarli
baholanmasligi, shuningdek, bemorlarning davolashga bo‘lgan rioyatchiligining
pastligi kuzatiladi. Ko‘p hollarda homilador ayollarning individual xususiyatlari,
gestatsion muddati hamda hamroh ekstragenital kasalliklari yetarlicha inobatga
olinmaydi, bu esa davolash samaradorligini pasaytiradi.Shu munosabat bilan,
homilador ayollarda temir tangisligi anemiyasini ambulatoriya sharoitida davolash
usullarini  takomillashtirish  alohida dolzarblik kasb etadi. Davolash
yondashuvlarini optimallashtirish, shaxsiylashtirilgan terapiya sxemalarini joriy
etish, temir preparatlarini ogilona tanlash va davolash samaradorligini muntazam
nazorat qgilish ambulator yordam sifatini oshirish, akusherlik va perinatal asoratlar
chastotasini kamaytirish hamda onalar va perinatal salomatlik ko‘rsatkichlarini
yaxshilash imkonini beradi.
Material va Metodlar: Ushbu tadgiqot homilador ayollarda temir tangisligi
anemiyasini ambulatoriya sharoitida davolash usullarini takomillashtirishga
garatilgan bo‘lib, prospektiv, taqqoslovchi klinik tadqiqot sifatida olib borildi.
Tadgigot 20232025 vyillar davomida ayollar maslahatxonasi va birlamchi tibbiy-
sanitariya yordami muassasalari sharoitida o‘tkazildi.Tadqiqot materialini 111l
trimestrda bo‘lgan, ambulator kuzatuvda turgan va temir tanqisligi anemiyasi
tashxisi qo‘yilgan 120 nafar homilador ayol tashkil etdi. Bemorlarning yoshi 18
yoshdan 40 yoshgacha bo‘lib, ularning barchasida klinik va laborator tekshiruvlar
asosida temir tanqgisligi anemiyasi tasdiglandi.Tadgigotga kiritish mezonlari
quyidagilardan iborat bo‘ldi: homiladorlik holati, gemoglobin darajasining
pasayishi bilan kechuvchi temir tangisligi anemiyasi mavjudligi, bemorning
ambulator sharoitda kuzatuvda bo‘lishi va davolashga roziligi. Tadgiqotdan
chiqarib tashlash mezonlariga gemolitik va aplastik anemiyalar, og‘ir yurak-gqon
tomir, buyrak va jigar kasalliklari, onkologik patologiyalar, ko‘p homilalik hamda
og‘ir preeklampsiya holatlari kiritildi.Bemorlar tasodifiy tanlash asosida ikki
guruhga ajratildi: asosiy guruh (n=60) va nazorat guruhi (n=60). Asosiy guruhdagi
homilador ayollarga zamonaviy peroral temir preparatlari individual dozada,
homiladorlik muddatini va anemiya darajasini inobatga olgan holda buyurildi.
Shuningdek, ushbu guruhda temir preparatlarini gabul gilishga rioya etilishini
oshirish magsadida tushuntirish ishlari va ovqatlanish bo‘yicha tavsiyalar berildi.
Nazorat guruhida esa amaldagi standart klinik protokollarga muvofig davolash olib
borildi.Barcha homilador ayollarda davolashdan oldin va davolash jarayonida
klinik hamda laborator tekshiruvlar o‘tkazildi. Laborator tekshiruvlar gemoglobin
darajasi, eritrotsitlar soni va qon zardobidagi ferritin miqdorini aniglashni o‘z
A ichiga oldi. Klinik baholash davomida bemorlarning umumiy holati, shikoyatlari,

Volume 2 Issue5 | 2025 |

| Page | 36 I
Tel: +99833 5668868 | Tg:t.me/Anvarbek PhD



L NN

anemiyaga xos klinik belgilar va homiladorlik kechishidagi asoratlar
baholandi.Davolash samaradorligi  gemoglobin darajasining oshishi, temir
zaxiralarining tiklanishi, klinik belgilar regressiyasi hamda homiladorlik va tug‘ruq
jarayonida yuzaga kelgan asoratlar chastotasi asosida baholandi. Olingan natijalar
statistik usullar yordamida gayta ishlanib, guruhlar o‘rtasidagi farglar tahlil qilindi.
Natija: Tadgiqot davomida ambulatoriya sharoitida homilador ayollarda temir
tanqgisligi anemiyasini davolash samaradorligi baholandi. Asosiy guruhga
individual yondashuv asosida peroral temir preparatlari buyurilgan bemorlar va
standart protokol asosida davolangan nazorat guruhi taqgoslandi.Laborator
natijalar ko‘rsatdiki, davolashning 4—6 haftalik muddatidan keyin asosiy guruhdagi
bemorlarning gemoglobin darajasi o‘rtacha 9,8+0,5 g/dl dan 12,3+0,4 g/dl gacha
oshgan. Nazorat guruhida gemoglobin darajasi o‘rtacha 9,7+0,6 g/dl dan 11,2+0,5
g/dl gacha oshgan. Shuni ta’kidlash lozimki, asosiy guruhda gemoglobin
darajasining normaga qaytish chastotasi 78 % ni tashkil etgan bo‘lsa, nazorat
guruhida bu ko‘rsatkich 52 % ni tashkil etdi.Shuningdek, temir zaxiralari ferritin
darajasi ham asosiy guruhda sezilarli darajada oshgandavolashdan oldin 10,5+2,1
png/l dan davolash yakunida 28,7£3,4 pg/l gacha, nazorat guruhida esa faqat
18,2429 ng/l ga yetgan. Klinik belgilarga e’tibor garatilganda, asosiy guruhdagi
bemorlarning 85 % da charchoq, bosh aylanishi va zaiflik belgilarining kamayishi
kuzatildi. Nazorat guruhida esa bunday belgilarning yengillashishi 63 % da
kuzatildi.Davolash jarayonida asoratlar ham tahlil qilindi. Asosiy guruhda
homiladorlik davomida asoratlar chastotasi sezilarli darajada kamaydi:
preeklampsiya va fetoplatsentar yetishmovchilik holatlari 8 % ni tashkil gilgan
bo‘lsa, nazorat guruhida bu ko‘rsatkich 15 % ni tashkil etdi.Shuningdek,
tug‘rugdan keyingi qon ketish hollari asosiy guruhda kamroq kuzatildi 5 % ga
nisbatan 11 %.Natijalar shuni ko‘rsatadiki, ambulatoriya sharoitida individual
yondashuv va shaxsiylashtirilgan peroral temir preparatlari terapiyasi homilador
ayollarda temir tanqgisligi anemiyasini samarali bartaraf etadi, gemoglobin va temir
zaxiralarini tezda tiklaydi, klinik belgilarni kamaytiradi hamda homiladorlik va
tug‘ruqdagi asoratlar xavfini sezilarli darajada pasaytiradi.
Muhokama: Homilador ayollarda temir tangisligi anemiyasi eng keng targalgan
ekstragenital patologiyalardan biri bo‘lib, uning erta aniqlanishi va samarali
davolanishi homiladorlik kechishi, tug‘ruq jarayoni va pospartum davr sifatini
yaxshilashda muhim ahamiyatga ega. Tadgiqot natijalari shuni ko‘rsatdiki,
ambulatoriya sharoitida individual yondashuv asosida peroral temir preparatlarini
buyurish bemorlarning gemoglobin darajasi va temir zaxiralarini sezilarli darajada
oshiradi hamda klinik belgilarning tez pasayishiga olib keladi.Olingan natijalar
boshga olimlar tadqiqotlari bilan mos keladi. Masalan, Jahon sog‘ligni saglash
tashkilotining ma’lumotlariga ko‘ra, homilador ayollarda temir tanqisligi
anemiyasini erta aniglash va individual yondashuv asosida davolash gemoglobin
darajasini tezda tiklash, asoratlar xavfini kamaytirishga yordam beradi.
Shuningdek, boshqa klinik tadqgiqotlar ham shuni ko‘rsatadiki, shaxsiylashtirilgan
davolash natijasida bemorlarning davolashga rioya gilishi oshadi va ambulatoriya
sharoitida kuzatuv samaradorligi yaxshilanadi.Bizning tadgiqotimizda asosiy
A guruhdagi homilador ayollarda gemoglobin darajasi o‘rtacha 12,3 g/dl gacha
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oshgan, nazorat guruhida esa 11,2 g/dl ga yetgan. Bu natija individual dozali
peroral temir preparatlari va bemorlarni davolash jarayonida muntazam
kuzatishning samaradorligini ko‘rsatadi. Shuningdek, ferritin darajasi ham asosiy
guruhda sezilarli darajada oshganligi, bemorlarning organizmidagi temir
zaxiralarining tez tiklanayotganini ko‘rsatadi.Klinik belgilar bo‘yicha ham ijobiy
natijalar kuzatildi: asosiy guruhdagi bemorlarning 85 % da charchog, bosh
aylanishi va zaiflik belgilarining kamayishi gayd etildi. Bu holat bemorlarning
umumiy holatining yaxshilanishi va hayot sifatining oshishi bilan bog‘ligdir.
Nazorat guruhida belgilarning pasayishi fagat 63 % da kuzatilgan, bu esa standart
davolash protokollarining yetarlicha samarali emasligini ko‘rsatadi.Tadqgiqot shuni
ko‘rsatdiki,homilador ayollarda temir tangisligi anemiyasini ambulatoriya
sharoitida davolashda individual yondashuvning ahamiyati katta. Davolash
davomida bemorlarning nazoratga jalb qilinishi, davolashga rioya qilishi,
shuningdek ovqatlanish bo‘yicha tavsiyalar berilishi natijani sezilarli darajada
yaxshilaydi. Shaxsiylashtirilgan davolash asosida gemoglobin va ferritin darajalari
tez tiklanadi, homiladorlik va tug‘ruqdagi asoratlar xavfi kamayadi.Shuni
ta’kidlash lozimki, homiladorlik davrida temir tanqisligi anemiyasini erta aniqlash
va davolash nafagat ona, balki homila salomatligi uchun ham muhim ahamiyatga
ega. Temir tangisligi nafagat gemoglobin darajasini pasaytiradi, balki
fetoplatsentar qon aylanishini buzishi, homilaning o‘sish sur’atini sekinlashtirishi
va perinatal asoratlar xavfini oshirishi mumkin. Shu bois ambulatoriya sharoitida
samarali davolash protokollarini ishlab chigish va joriy etish klinik amaliyot uchun
katta ahamiyatga ega.Bundan tashqari, tadgiqot davomida homilador ayollarda
davolash natijasida homiladorlik va tug‘ruqdagi asoratlar chastotasi kamaygani
aniglangan. Asosiy guruhda preeklampsiya va fetoplatsentar yetishmovchilik
holatlari 8 % ni tashkil etgan bo‘lsa, nazorat guruhida bu ko‘rsatkich 15 % ga
yetgan. Shuningdek, tug‘ruqdan keyingi qon ketish hollari asosiy guruhda kamroq
kuzatildi 5 % ga nisbatan 11 %. Bu esa shuni ko‘rsatadiki, ambulatoriya sharoitida
individual yondashuv asosida temir preparatlarini buyurish homiladorlik davomida
va tug‘rugdan keyingi asoratlarni kamaytirishga yordam beradi.Shu bilan birga,
tadgigot natijalari klinik amaliyotda ambulatoriya sharoitida homilador ayollarni
individual yondashuv asosida kuzatish, davolash va o‘z vaqtida terapiya
samaradorligini baholash muhimligini tasdiglaydi. Bu yondashuv nafagat onaning
salomatligini saglash, balki homilaning optimal rivojlanishini ta’minlashda ham
muhim ahamiyatga ega.Natijalar shuni ko‘rsatdiki, ambulatoriya sharoitida temir
tanqisligi anemiyasini davolashni takomillashtirish bo‘yicha kompleks yondashuv
samarali, xavfsiz va homiladorlikning ijobiy natijalariga olib keladi. Shu bois,
ushbu yondashuvni amaliyotga joriy etish tavsiya etiladi va kelgusida keng
ko‘lamli klinik tadqiqotlar bilan tasdiglanishi zarur.
Xulosa: Ambulatoriya sharoitida homilador ayollarda temir tangisligi anemiyasini
aniglash va individual yondashuv asosida davolash samarali natijalar beradi.
Shaxsiylashtirilgan davolash bemorlarning gemoglobin darajasini tezda tiklash,
temir zaxiralarini oshirish va anemiyaga xos Kklinik belgilarni kamaytirishga
yordam beradi.Peroral temir preparatlarini individual dozada buyurish, bemorlarni
A muntazam Kkuzatish va ovqatlanish bo‘yicha tavsiyalar berish ambulatoriya
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sharoitida davolash samaradorligini oshiradi, homiladorlik va tug‘ruqdagi asoratlar

xavfini kamaytiradi. Bu yondashuv nafagat onaning, balki homilaning salomatligi

uchun ham muhim ahamiyatga ega.Kelgusida mavzuni yanada rivojlantirish va
davolash protokollarini takomillashtirish maqgsadida keng ko‘lamli klinik
tadqiqotlar o‘tkazilishi tavsiya etiladi. Shu bilan birga, individual yondashuvni
amaliyotga keng joriy etish homilador ayollarda temir tangisligi anemiyasini
samarali bartaraf etishga imkon yaratadi.
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Annotatsiya:Ushbu magolada Parkinson kasalligining etiologiyasi,
patogenezi va klinik belgilari bilan birga, zamonaviy davolash usullari yoritilgan.
Jumladan, dori vositalari, neyroximik terapiya, jarrohlik amaliyotlari (chuqur miya
stimulyatsiyasi) va gen terapiya yo‘nalishlari tahlil qilingan. Tadqiqotda
kasallikning rivojlanishini sekinlashtirishga va bemorlarning hayot sifatini
oshirishga garatilgan yo‘nalishlar bayon etilgan.

Kalit so‘zlar: Parkinson kasalligi, dopamin, levodopa, chuqur miya
stimulatsiyasi, gen terapiya, nevrodegeneratsiya.

Parkinson kasalligi markaziy asab tizimining progressiv degenerativ
kasalligi bo‘lib, substantia nigra pars compacta dopaminergic neyronlarining
yo‘qolishi natijasida yuzaga keladi va harakat buzilishlari bilan tavsiflanadi.
Parkinson holatlarining taxminan 10-15% genetik o'zgarishlar bilan bog'liq bo'lishi
mumkin. Hozirgacha bir gancha genlar, jumladan, SNCA, LRRK2, PRKN,
PINK1, DJ-1 va GBA genlaridagi mutatsiyalar aniglangan. Ushbu genlar dopamin
ishlab chigaruvchi neyronlarning funksiyasiga va hayotchanligiga ta’sir qiladi[1].
Ushbu kasallik dunyo bo‘yicha har 100 000 kishidan taxminan 100-200 nafarini
tashkil etadi. Parkinson kasalligida harakat buzilishlari, tremor, bradikineziya,
mushaklarning qattigligi kabi asosiy belgilar kuzatiladi. Kasallik surunkali va
kechuvchi xarakterga ega bo‘lib, hozirda uni to‘liq davolash imkoni mavjud
emas. Shu sababli zamonaviy tibbiyotda kasallikni nazorat gilish va bemorning
hayot sifatini yaxshilashga qaratilgan davolash strategiyalari ustuvor yo‘nalish
hisoblanadi[2].

Parkinson kasalligi (PK) — bu markaziy asab tizimining surunkali
degenerativ kasalligi bo‘lib, kasallikda nigrostriyatal dopamin tizimining
zararlanishi muhim rol o‘ynaydi. Substantia nigradagi dopamin neyronlari
shikastlanishi tufayli bazal gangliyalar faoliyatida balans buzilishi yuzaga
keladi. Shu bilan birga, alfa-sinuklein ogsilining patologik agregatsiyasi neyronlar
apoptozini tezlashtiradi. Bu patogen mexanizm kasallikning sekin, biroq bargaror
rivojlanishiga olib keladi[3].

Kasallik odatda 60 yoshdan oshgan odamlarda rivojlanadi, ammo yoshlarda
ham uchrashi mumkin (yosh Parkinson kasalligi). Tashqi muhit omillari, jumladan
toksinlar, gerbitsidlar va pestitsidlar, aynigsa sanoat zonalariga yaqin hududlarda
yashash ham kasallik xavfini oshiradi. Bundan tashqgari, bosh jarohatlari, miya gon
aylanishining surunkali buzilishlari, miya o‘smalari va virusli infeksiyalar
(masalan, postensefalitik parkinsonizm) ham Parkinson kasalligi rivojlanishiga olib

A kelishi mumkin. Shuningdek, bosh miya tomirlarining aterosklerozi nerv
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hujayralarining nobud bo‘lishiga sabab bo‘lib, kasallikning yuzaga kelishiga sabab
bo’lishi mumkin. Shu tarzda Parkinson kasalligining sabablari irsiy, biologik va
tashqgi omillar bilan bog‘liq ekanligi aniglangan[1,2,4].

Parkinson kasalligining dastlabki davrida simptomlar ko‘pincha sezilmasligi
mumkin. Bemorlar bir qo‘l yoki oyoqda qaltirash, noqulaylik hissi, tigilinch yoki
yurishning giyinlashuvi kabi belgilarni sezishadi. Shuningdek, titroq amplitudasi
o‘zgarishi, yelkaning bukilishi va qadam uzunligining qisqgarishi ham uchrashi
mumkin. Erta belgilar gatoriga uyqusizlik, qo‘l va oyoqlardagi og‘riq, bel og‘rig‘i,
depressivlik, kuchli charchoq va talvasa kiradi. Shu bilan birga, ba’zi bemorlarda
vegetativ buzilishlar ham paydo bo‘lishi mumkin, jumladan qabziyat, siydik
ajralishining buzilishi va ortigcha terlash. Shu tarzda Parkinson kasalligi
simptomlari dastlab yumshoq va noaniq bo‘lishi mumkin, ammo ular vaqt o‘tishi
bilan yanada aniq va ko‘rinadigan holga keladi[1,2,8].

Kasallik rivojlanganda eng ko‘p kuzatiladigan belgi tremor bo‘lib, u asosan
qgo‘llarda kuzatiladi va “barmogqlarning ritmik ishqalanishiga o‘xshash holatdagi”
harakati bilan namoyon bo‘ladi. Bradikineziya — harakatlarning sekinlashuvi va
harakatni  boshlashda qiyinchilik bilan kechadi. Rigidlik mushaklarning
gattiglashuvi bilan ifodalanadi va bemorda harakat paytida qarshilik seziladi.
Postural noturg‘unlik esa muvozanatni sagqlashning buzilishi bilan namoyon bo‘lib,
yiqilish xavfini oshiradi. So‘lak oqishi, demensiya, oyoqlarda bezovtalik sindromi,
yutishda giyinchilik va talaffuzning buzilishi kuzatilishi mumkin.[1,2,7,8]

Parkinson kasalligini tashxislash odatda uch bosgichda amalga oshiriladi.
Birinchi bosgichda bemorning klinik belgilarini va simptomlarini aniglashga
¢’tibor qaratiladi. Ikkinchi bosqichda laboratoriya va instrumental tekshiruvlar,
jumladan KT, MRT, REG va EEG natijalari baholanadi. Uchinchi bosgich esa
yakuniy tashxis qo‘yish va davolash strategiyasini belgilashga qaratilgan, bunda
barcha yig‘ilgan ma’lumotlar tahlil gilinadi.

Parkinson kasalligini aniglashda zamonaviy diagnostika usullari qo‘llaniladi.
Kompyuter tomografiyasi (KT) yordamida bosh miya tuzilishi va uning
o‘zgarishlari, shuningdek neyron tizimining anatomik holati baholanadi. MRT
(magnit-rezonans tomografiya) esa miya to‘qimalaridagi o‘zgarishlarni yanada
aniqroq ko‘rsatadi va kasallikning dastlabki bosqichlarida diagnostikani
osonlashtiradi. Bundan tashqari, reoensefalografiya (REG) miya gon aylanishi va
periferik qon tomirlarining holatini baholashga xizmat giladi, bu esa asab
tizimining faoliyatini o‘rganishda muhimdir. Elektroansefalografiya (EEG) esa
miya elektr faolligini yozib, asab tizimining turli buzilishlarini aniglash imkonini
beradi[2,3].

Parkinson kasalligini to‘lig davolash hozircha mavjud emas, ammo
simptomlarni boshgarish va bemorning hayot sifatini yaxshilashga yordam
beradigan samarali davolash usullari mavjud. Davolash yondashuvi har bir
bemorning individual ehtiyojlariga va kasallikning bosgichiga garab belgilanadi.

Parkinson kasalligining dastlabki bosqgichlarida shuningdek, dopamin
agonistlari (Pramipeksol, Piribedil, Ropinirol) va MAO-B inhibitatorlari (Selegilin,
Rasagilin) qo‘llanadi. Dopamin agonistlari dopamin retseptorlarini faollashtiradi

A\ va levodopaga nisbatan kechroq bosgichlarda ishlatiladi. MAO-B inhibitatorlari
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esa dopamin parchalanishini sekinlashtirib, uning miya ichidagi darajasini
barqarorlashtiradi. Ba’zi hollarda, Amantadin ham dastlabki simptomlarni
yengillashtirish  uchun ishlatiladi. Kechki bosgichlarda, agar levodopa
samaradorligi kamayib golsa, unga COMT ingibitatorlari (Entakapon, Tolkapon)
qo‘shiladi yoki Stalevo kabi kombinatsiyalangan dorilarga o‘tiladi. Bu preparatlar
levodopa metabolizmini ingibrlaydi, uning miya ichidagi darajasini saglashga
yordam beradi. Shu bilan birga, depressiya yoki ruhiy buzilishlar kuzatilsa,
psixiatrik yordam tayinlanadi va levodopa dozasini moslashtirish orgali bemorning
holati barqgarorlashtiriladi. Farmakologik davolashning asosiy maqgsadi —
harakatni yaxshilash, simptomlarni kamaytirish va bemorning hayot sifatini
oshirishdir, preparatlarning tanlovi esa kasallik bosqichi va simptomlarning
og‘irligiga qarab belgilanadi[1,2,4,7,].

Chuqur miya stimulyatsiyasi (DBS) — Parkinson kasalligi va boshga harakat
buzilishlarini davolashda qo‘llaniladigan jarrohlik usulidir. Ushbu usul bazal
gangliyalar yoki subtalamik yadroga elektr stimulyator implantatsiyasini o‘z ichiga
oladi, bu orqali tremor, bradikineziya va mushaklarning rigidligi kabi simptomlar
sezilarli darajada kamayadi. DBS odatda farmakoterapiya yetarli natija
bermaganda tavsiya qilinadi, ya’ni preparatlar simptomlarni nazorat qila
olmaganda qo‘llaniladi. Shuningdek, hozirgi ilmiy tadqiqotlar dopamin
neyronlariga differensiallasha oladigan hujayralarni substantia nigra hududiga
implantatsiya gilish orgali asab tizimini gisman tiklash imkonini o‘rganmoqda. Bu
usul hali to‘liq klinik amaliyotga Kiritilmagan bo‘lsa-da, Parkinson kasalligini
davolashning istigbolli va innovatsion yo‘nalishlaridan biri hisoblanadi. DBS
bemorning hayot sifatini sezilarli darajada oshirishi, simptomlarni kamaytirishi va
farmakoterapiya dozasini kamaytirishga yordam berishi bilan ajralib turadi[3,6,9].

Parkinson kasalligini davolashning istigbolli yo‘nalishlaridan biri gen
terapiyasi hisoblanadi. Ushbu wusul dopamin sinteziga mas’ul genlarning
o‘zgarishini tahlil qilish  va ularni modifikatsiyalash orgali kasallikning
rivojlanishini sekinlashtirish yoki to‘xtatishga urinishlarni oz ichiga oladi. Bundan
tashqari, neyrohimik himoya strategiyalari ham ishlab chigilmogda. Masalan,
Koenzim Q210, turli antioksidantlar va glutamat antagonistlari dopamin
neyronlarini himoyalashga yordam beradi va wularning nobud bo‘lishini
sekinlashtiradi. Parkinson bilan yashovchi bemorlar uchun reabilitatsiya va hayot
tarzini o‘zgartirish muhimdir. Shu jumladan, fizioterapiya, logopediya, kognitiv
terapiya bemorning kundalik hayot sifatini oshirishga xizmat giladi. Harakat
terapiyasi va reabilitatsiya mashqlari yordamida bemor harakatchanligini saglab
golishi, muvozanatni yaxshilashi va mustagil harakatlanish imkoniyatini oshirishi
mumkin. Bu usullar dori-darmon bilan birgalikda qo‘llanganda Parkinson kasalligi
bilan yashashni sezilarli darajada yengillashtiradi[3,5,9].

Fizioterapiya harakat, muvozanat va moslashuvchanlikni yaxshilaydi, nutq
terapiyasi nutq va yutish bilan bog‘liq muammolarni bartaraf giladi. Mehnat
terapiyasi bemorning kundalik faoliyatda mustaqilligini saglashga yordam beradi,
to‘g‘ri ovqatlanish esa konstipatsiya va umumiy sog‘ligni qo‘llab-quvvatlaydi. Shu
bilan birga, psixologik yordam depressiya va xavotirni kamaytirishga xizmat

A qiladi. Shu tarzda, qo‘shimcha terapiyalar bemorning harakatchanligini saglash,
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mustaqilligini oshirish va hayot sifatini yaxshilashda asosiy qo‘llab-quvvatlovchi
vositalardan hisoblanadi[4].

Parkinson kasalligini davolashda doimiy tadgiqotlar olib borilmogda va
kelajakda yanada samarali davolash wusullari, shu jumladan neyroprotektiv
terapiyalar, gen terapiyasi, innovatsion farmakologik usullar va kasallikning
rivojlanishini sekinlashtiruvchi strategiyalar topilishi kutilmogda. Hozirgi davolash
usullari — farmakoterapiya, chuqur miya stimulyatsiyasi, reabilitatsiya va
go‘shimcha terapiyalar bemorlarning hayot sifatini sezilarli darajada yaxshilaydi,
lekin ular kasallikni to‘liq davolay olmaydi va ayrim hollarda yon ta’sirlar yoki
cheklovlarga ega.

Hozirda olib borilayotgan tatgigotlar kelajakda bu kasallikni sekinlashtirish
emas, balki bemorni bu kasallikdan butunlay o0zod etadigan samarali davo chorasi
bo’lishidan hamma umidvor. Shu kabi kasalliklarga chalinmaslik uchun sog‘lom
hayot tarzini olib borishingiz juda muhim. Muntazam jismoniy mashqlar, sog‘lom
ovqatlanish, stressni kamaytirish va uyquni tartibga solish neyron tizimini himoya
giladi. Shuningdek, miyani faollashtiruvchi mashglar ham kasallik xavfini
kamaytirishga yordam beradi.
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Anotatsiya: Ushbu maqolada yurak ishemik kasalligining  keng
tarqalgan turlaridan biri bo‘lgan stenokardiya haqida so‘z boradi. Stenokardiya
kasalligining kelib chigish sabablari, diagnostikasi, klinik belgilari va xavf omillari
tahlil qgilinadi. Shuningdek, kasallikni aniglash uchun zamonaviy diagnostika
usullari, jumladan, elektrokardiografiya (EKG), yurakni stress testi, koronar
angiografiya, Magnit-rezonans tomografiya (MRT) va shu kabi gator tekshiruvlar
tavsiflanadi hamda davolash usullari yoritib beriladi. Magola stenokardiyani
chuqurrog tushunish, uning oldini olish va samarali davolash usullarini o‘rganishga
yordam beradi.

Kalit so‘zlar: Stenokardiya, stabil stenokardiya, nostabil stenokardiya,
rinzmetal stenokardiya, mikrovaskulyar stenokardiya, koronar  arteriyalar,
miokard ishemiyasi, EKG, MRT ,beta-blokatorlar, nitratlar, Antiplatelet vositalar,
statinlar, angioplastika, stentlash, aorto-koronar shuntlash.

Hozirgi davrda yurak-qon tomir kasalliklari o‘lim va nogironlikning asosiy
sabablari gatoriga Kkiradi. Stenokardiya — yurak mushagining yetarli migdorda gon
va kislorod bilan ta’minlanmasligi natijasida yuzaga keladigan og‘rigli sindrom
bo‘lib, odatda yurak ishemik kasalligi (YIK) ning asosiy ko‘rinishlaridan biri
hisoblanadi[1]. Asosiy sabab, qon tomirlarning aterosklerotik shikastlanishi,
spazmi yoki tromboz, emboliyalar oqibatida kelib chiqadi. Dunyo bo‘ylab
stenokardiya bilan kasallangan bemorlar soni yildan-yilga ortib bormogda.
Masalan, 2018 — yilda 19,58 million bo‘lgan stenokardiya bilan tashxislangan
holatlar soni 2028 — yilga kelib 22,79 millionga yetishi prognoz gilingan. 45-65
yoshdagi erkaklarda stenokardiya bilan yillik kasallanish 1% ni tashkil giladi,
ayollarda esa bir oz ko‘proq. Tarqalishi har ikki jinsda ham yoshga garab ortadi[2].
Stenokardiya bilan o‘g‘rigan bemorlarning asosiy yoshi erkaklar uchun 65 yosh
va ayollar uchun 70 yosh. O‘zbekiston Respublikasida stenokardiya kasalligi
so‘ngi 5 yilda sezilarli darajada ortgan. 2019-yilda stenokardiyaga chalinganlar
170 mingga yaqin bemor qayt etilgan. Oxirgi 5 yilda stenokardiya bilan
kasallanganlar 28% ga oshganligi aniglangan[3]. Shundan ko‘rinib turibdiki
stenokardiya rivojlanib borayotgan kasalliklardan biri hisoblanadi. Shu boisdan
stenokardiya kasalligini erta aniglash, profilaktika va davolash usullarini
takomillashtirish muhim ahamiyatga ega.

Jahon sog‘ligni saqlash tashkiloti (JSST) ma’lumotlariga ko‘ra, yurak-qon
tomir kasalliklari dunyo bo‘yicha o‘lim sabablarining qariyb 30 foizini tashkil
etadi[4]. Ushbu kasallik, asosan, koronar arteriyalarning aterosklerozi tufayli

A rivojlanadi. Ateroskleroz jarayonida tomir devorlarida xolesterin va yog*
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moddalari to‘planib, aterosklerotik blyashkalar hosil bo‘ladi. Bu blyashkalar
tomirlarni toraytirib, qon ogimini cheklaydi va yurak mushagida kislorod
tanqgisligiga yuzaga keladi. Yurak mushagiga yetib kelayotgan qon miqdori uning
ehtiyojini gondirmaganda, hujayralar energiya hosil gilish uchun kislorodga
bog‘liq bo‘lmagan muqobil almashinuv yo‘llarini faollashtiradi. Buning oqibatida
laktat va boshqa kislotali metabolitlar to‘planib, og‘riq hissi paydo bo‘ladi. Ushbu
holat ko‘pincha jismoniy zo‘riqish, ruhiy stress yoki sovuq mubhit ta’siri ostida
kuzatiladi[5].

Yurak mushagining ishemiyasi turli mexanizmlar orqgali rivojlanishi
mumkin, shuning uchun stenokardiya klinik va patofiziologik xususiyatlariga ko‘ra
alohida turlarga ajratiladi. Ularning har biri 0’°ziga xos hususiyatlarga ega:

Stabil stenokardiya — yurak ishemik kasalligining eng ko‘p uchraydigan va
nisbatan bargaror kechuvchi shakli hisoblanadi. Bu holatda ko‘krak sohasidagi
og‘riglar odatda ma’lum omillar ta’sirida yuzaga keladi va oldindan taxmin qilish
mumkin bo‘ladi. Asosan jismoniy zo‘riqish (masalan, tez yurish, zinadan
ko‘tarilish, og‘ir yuk ko‘tarish), ruhiy stress, sovuq ob-havo yoki to‘yib
ovqatlangandan so‘ng xurujlar kuzatiladi. Stabil stenokardiyada og‘riq xurujlari bir
xil kuch va davomiylikka ega bo‘lib, bemor dam olganda yoki nitroglitserin qabul
gilganda odatda 1-5 daqgiqa ichida yo‘qoladi. Ushbu holat yurak mushagiga yetarli
kislorod yetib bormasligi bilan bog‘liq bo‘lib, vaqtida nazorat qilinsa, asoratlar
xavfi kamayadi[6].

Nostabil stenokardiya — yurak-gon tomir Kkasalliklarining eng xavfli
shakllaridan biri bo‘lib, uning kechishi oldindan aytib bo‘lmaydigan va keskin
bo‘ladi. Bu turdagi stenokardiya ilgari kuzatilmagan yoki avvalgiga nisbatan ancha
kuchli va uzoq davom etuvchi og‘riglar bilan namoyon bo‘ladi. Eng muhim
belgilaridan biri — xurujlarning tinch holatda ham paydo bo‘lishi va nitroglitserin
gabul qgilinganda to‘liq bartaraf bo‘lmasligidir. Bundan tashqari, og‘riglar tez-tez
takrorlanib, kuchayib borishi mumkin. Nostabil stenokardiya o‘tkir koronar
sindrom tarkibiga kiradi va yurak infarktiga olib kelish xavfi yuqori bo‘lgan holat
sanaladi. Shu sababli bunday bemorlar tezda shifokorga murojaat qilishi va
kasalxonaga yotgizilishi shart.

Variant stenokardiya, ya’ni prinzmetal stenokardiyasi — ko‘pincha nisbatan
yosh bemorlarda uchraydi va koronar arteriyalarning to‘satdan spazmi natijasida
rivojlanadi. Ushbu turdagi stenokardiya boshga shakllardan fargli ravishda
jismoniy zo‘riqish bilan emas, balki tinch holatda paydo bo‘lishi bilan ajralib
turadi. Ko‘pincha xurujlar tungi yoki erta tonggi soatlarda kuzatiladi. EKG
(elektrokardiografiya) tekshiruvida ST segmentining vaqtincha ko‘tarilishi
aniglanishi mumkin. Variant stenokardiya nitroglitserin va kalsiy kanal blokatorlari
bilan samarali davolanadi, bu dorilar tomir spazmini bartaraf etishda muhim rol
o‘ynaydi. Mikrovaskulyar stenokardiya — bu turdagi stenokardiya yurakning kichik
arteriyalari (mikrovaskulyar gon tomirlar) funksional buzilishlari natijasida yuzaga
keladi. Uning asosiy belgilariga quyidagilar kiradi: Odatiy koronar arteriyalarning
torayishi kuzatilmaydi, og‘riq uzoqroq davom etishi mumkin va ayollarda ko‘proq
uchraydi. Ushbu holat yurak ishemiyasining yashirin shakllaridan biri bo‘lib,

A kompleks diagnostika va individual davolash yondashuvini talab etadi[2].

Volume 2 Issue5 | 2025 |

| Page | 45 I
Tel: +99833 5668868 | Tg:t.me/Anvarbek PhD



L NN

Stenokardiya belgilari bemorlarda turlicha bo’lishi mumkin, lekin eng keng
targalgani quyidagilar:

Bemorning asosiy shikoyati ko‘krak qafasida og‘riq hisoblanadi. Og‘riq
odatda ezuvchi, siquvchi, bosuvchi yoki kuydiruvchi xarakterga ega bo‘ladi.
Ko‘pchilik hollarda og‘riq to‘sh suyagi orgasida joylashadi va chap qo‘lga, chap
yelkaga, kurakka, bo‘yinga, pastki jag‘ga tarqaladi. Kam hollarda og‘riq ko‘krak
gafasining o‘ng tomoniga, o‘ng qo‘lga yoki epigastral sohaga uzatilishi
mumkin[1];

Ba’zi bemorlar og‘rigni aniq og‘riq sifatida emas, balki ko‘krak gafasida
noxushlik, siqilish yoki og‘irlik hissi sifatida ta’riflaydilar. Xuruj vaqtida bemorlar
ko‘pincha og‘riq joyini musht yoki kaft bilan to‘sh ustiga qo‘yib ko‘rsatadilar, bu
stenokardiya uchun xos belgidir;

Og‘riq ko‘pincha jismoniy zo‘rigish vaqtida (tez yurish, zinadan chigish,
og‘ir yuk ko‘tarish) paydo bo‘ladi. Shuningdek, asabiy zo‘rigish, sovuq va
shamolli ob-havo, ko‘p ovqat iste’mol qilish, kuchli hayajonlanish ham
stenokardiya xurujini chagirishi mumkin.

Og‘riq odatda xuruj shaklida bo‘lib, 1-2 dagigadan 15-20 dagigagacha
davom etadi. Tinch holatga o‘tganda yoki nitroglitserinni til ostiga qabul gilgandan
so‘ng 1-5 dagiga ichida og‘riq yo‘qoladi. Agar og‘riq 15 daqigadan uzoqroq
davom etsa, yurak infarkti xavfi yuqori hisoblanadi[1,2,6].

Kasallikning og‘irlik darajasini baholash uchun bemorlarning jismoniy
zo‘rigishga chidamliligini aniglash lozim. Yuqorida keltirilgandek, stenokardiyada
0g‘riglar asosan ma’lum bir jismoniy zo ‘rigishdan keyin paydo bo‘ladi. Bemorning
jismoniy zo‘rigishga chidamlilik darajasini aniglashda turli funksional sinamalar
(veloergometriya, tredmil-test va boshqalar) go‘llaniladi. VVeloergometriya testida
bemor velotrenajyor ustida mashq giladi va yurak urishi, qon bosimi hamda EKG
o‘zgarishlari kuzatiladi. Shu bilan birga, tredmil-testda bemor yurish yo‘lakchasi
ustida gadam bosadi yoki yuguradi, bu esa real harakat sharoitida yurak faoliyatini
baholash imkonini beradi. Ushbu testlar stenokardiya simptomlari gaysi darajada
va qaysi jismoniy faollik paytida yuzaga kelishini aniglashga yordam beradi,
natijada kasallikning og‘irligi baholanadi va davolash strategiyasi belgilanadi[7].

Stenokardiyani davolash ikki asosiy usul bilan amalga oshiriladi:
Konservativ (dorilar va turmush tarzini o’zgartirish) va jarrohlik muolajalari.

Konservativ davolash — konservativ davolash bemorning simptomlarini
kamaytirish va yurakni jismoniy zo‘riqish ostida himoya gqilishga qaratilgan.
Dorilar orasida nitratlar (Nitroglitserin) ko‘krak og‘rig‘ini tezda bartaraf etadi va
gon tomirlarini kengaytiradi. Beta-blokatorlar yurak urishini pasaytirib, jismoniy
yuklamani kamaytiradi. Antiplatelet vositalar (aspirin, klopidogrel) gon ivishini
oldini oladi, tromb hosil bo‘lish xavfini kamaytiradi. Shu bilan birga, statinlar
xolesterin miqdorini pasaytirib, aterosklerozning rivojlanishini sekinlashtiradi.
Turmush tarzini o‘zgartirish ham konservativ davolashning muhim qismi
hisoblanadi. Bemorga ratsional ovgatlanish, jismoniy faollikni muntazam qilish,
chekish va spirtli ichimliklardan voz kechish, shuningdek, stressni kamaytirish
tavsiya etiladi[5].
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Jarrohlik muolajalari — agar konservativ davolash yetarli bo‘lmasa yoki
koronar tomirlar juda toraygan bo‘lsa, jarrohlik usullari qo‘llaniladi. Koronar
angioplastika va stentlashda toraygan tomirlarga maxsus stent o‘rnatilib, gon oqimi
tiklanadi. Aorto-koronar shuntlash (AKSh) orgali esa gon ogimini boshga tomir
orqali qayta tiklab, yurak mushaklariga kislorod yetkazishni ta’minlanadi[8].

Shunday qilib, stenokardiyani davolashda bemorning simptomlari, kasallik
og‘irligi va tomirlarning holati inobatga olinadi hamda har bir bemorga individual
davolash rejasi tuziladi.

Kasallikning oldini olish va uning rivojlanishini sekinlashtirish uchun
sog‘lom turmush tarzi, ratsional ovqatlanish, zararli odatlardan voz kechish va
muntazam jismoniy faollik muhimdir. Yurak sog‘lig‘iga e’tibor qaratish va
shifokor nazoratida bo‘lish stenokardiya asoratlarining oldini olishda eng samarali
usullardan biridir.
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