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Introduction. Ovarian tumors rank the second place
among all neoplasms of female reproductive organs.
According to the data of different authors, the incidence
of ovarian tumors has increased from 6.0-11.0 % to
19.0-25.0 % in the last 10 years. Benign forms prevail
and constitute 75.0 -80.0 %; among them, 25.0-30.0 %
are tumor-like processes. Malignant tumors occur in
20.0-25.0 % of cases [7, 13, 14, 24, 25, 27]. Benign
ovarian tumors are the serious medical, economic and
social problem. They often develop in women of childbearing
age, affect the reproductive potential, and, respectively,
demographic situation in the country, future womens’
health as it is known that early iatrogenic ovarian failure,
early menopause, and all associated complications can
occur after surgeries. Besides this, the majority of them
have a tendency to become malignant. Worldwide,
approximately 226 thousand of new ovarian malignant
tumors cases and, respectively, 141 thousand of deaths
are recorded every year [7, 9, 24]. According to the data
of National Cancer Registry, mortality and morbidity
indices among the female population in 2008-2016 years
in cases of malignant ovarian neoplasms were significantly
higher compared with the mortality indices in cases of
cervical or uterine cancers.

All these facts require the development of new approaches
to early diagnosis, effective treatment and, primarily,
prevention of ovarian tumors. However, the process of
tumor transformation of the cells has not been studied
completely. The underlying cause of this is the damage
of the cell genetic material, which results in impairment
of cell division, growth and differentiation controlling
mechanisms, as well as mechanisms of apoptosis. Thus,
determination of the main risk factors, knowing the
etiological causes and substantial understanding of
pathogenic mechanisms of ovarian cancer development
on molecular-genetic level will enable to conduct the
appropriate prophylaxis and improve the medical aid
provided to such patients.

The aim of the study. To review and summarize the
published investigations devoted to the problems of
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etiology and pathogenesis of different ovarian tumors
according to their histological structure.

Materials and methods. The content analysis, method
of systemic and comparative analysis, bibliosemantic
method of studying the actual scientific researches
concerning the etiology and pathogenesis of ovarian
tumors, differing by the histological structure and the
course specificity, were conducted.

The data was searched in scientometric databases::
PubMed-NCBI, Medline, Research Gate, Cochrane
Database of Systematic Reviews by such keywords:
"etiology", "pathogenesis", "hypothesis", "ovarian benign
tumor", "ovarian cancer", "risk factor", "histogenesis",
"genetic mutations", "World Health Organization",
"FIGO" (fr. - Fédération Internationale de Gynécologie
et d’Obstétrique). Totally, 84 English, Ukrainian and
Russian sources were analyzed.

Results and discussion. Histological features of
ovarian tumors limit the ability to obtain the data about
risk factors and accordingly identify their etiology and
important pathogenesis pathways. Therefore, many
scientific researches are devoted primarily to the study
of multiple endogenous and exogenous risk factors.

Among the females, risk groups for ovarian tumor
development are identified, requiring often lifelong
monitoring by the specialists. Predominantly, these
are the women with genetic predisposition, high
infectious index and frequent inflammatory processes
in the reproductive organs, impairment of the menstrual
function, endometriosis, infertility, uterine leiomyoma,
human papilloma virus and herpes virus type II, pelvic
surgeries, and irrational use of contraceptives [13,
24, 27]. Ovarian tumors are often associated with
obesity, thyroid disorders, diabetes mellitus and
hereditary endocrine diseases [1, 3].

The main risk factors for ovarian tumor development
based on modern views are mentioned below [3, 6, 8,
19, 24, 27,29, 30]. Genetic mutations: inherited genetic
mutations of breast cancer (BRCA) genes are the strongest
risk factor.
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Women with a BRCA type 1 gene mutation have
about the 40.0 to 60.0 % lifetime risk for ovarian cancer.
Women with a BRCA type 2 gene mutation have about
10.0 to 30.0 % lifetime risk for ovarian cancer. These
gene mutations are also associated with increased risks
for breast cancer, fallopian tube cancer, and pancreatic
cancer. Other genetic mutations are also associated with
increased risk for ovarian tumor — serine/threonine kinase
11 (STK11) (J. Peitz - H. J. Jagers syndrome), deoxyribonucleic
acid (DNA) repair genes (H. T. Lynch syndrome - hereditary
non-polyposis colorectal cancer), RAD51C, DICER,
tumor protein (TP) 53 mutations etc., as well as complicated
genetic history of cancer of the mammary glands, ovaries,
endometrium, colon, stomach, kidneys, lungs. When a
woman describes her family history to her doctor, she
needs to mention the history of cancer in women from
both mother’s and father’s sides.

Age: older women have higher risk for ovarian tumor
than younger ones. Ovarian cancer usually occurs after
menopause, although it can develop in women of all age
categories. Ethnicity: Ovarian tumor is more common
in white women than in African and American ones.
Women who are Ashkenazi (Eastern European) Jewish
have a higher risk for ovarian cancer. Endometriosis, a
condition in which the cells that line the cavity of the
uterus grow in other areas of the body such as ovaries,
other pelvic structures, increases the risk for ovarian
tumor. Reproductive history: women are at increased
risk for ovarian tumor if they began menstruating at early
age (before 12 years old), had no children, had their first
child after the age of 35, or experienced early menopause
(before the age of 50). Hormone use: women who use
hormone therapy after menopause for longer than 5 years
may have an increased risk for ovarian cancer. The risk
seems to be particularly significant for women who take
estrogen-only hormone therapy. The risk is less clear for
the combination of estrogen-progestin therapy.

Attempts to classify the ovarian tumor have been
originating since 1870 when Heinrich Wilhelm Gottfried
von Waldeyer-Hartz tried to differentiate the tumors for
the first time. Although histogenesis of certain tumors
has not been studied completely yet, and origin of many
tumors cannot be determined exactly, and the histological
composition is generally accepted basically for tumor
classification. Thus, histological confirmation of diagnosis
enables distinguishing the tumors by histological type,
as ovarian tumor is not only morphological, but also
the clinical diagnosis. Currently, the establishment of
accurate tumor histogenesis has practical significance,
since there is a very perspective direction developed,
which is gene therapy.

Hystological and staging classifications of ovarian-
tubal-peritoneal tumors have recently changed. The
World Health Organization (WHO) sponsored the review
and reclassification of the pathology of the ovarian,
tubal and peritoneal tumors and published these updates
in 2014 [14, 24]. At the same time, the International
Federation of Gynecology and Obstetrics reviewed,
updated and published the surgical staging system,
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applied to all histotypes of ovarian, tubal, and peritoneal
cancers in 2014 [14, 24]. It incorporates many major
scientific advances in understanding the ovarian tumor
and recognizes the probable precursor events, lineages,
and molecular characteristics.

The highlighting the origin and pathogenesis of ovarian
tumor development is complicated. Ovarian tumors arise
from three main sources: the first source is, at least, six
normal components of the ovary; the second — dystopia,
fetal remains; the third — postnatal proliferations, heterotopia
and epithelial metaplasia. These sources, which belong
to the gonads composition, determine the histological
and clinical peculiarities of ovarian tumor. Formation
of female reproductive organs from "male" and "female"
rudiments — coelomic epithelium and mesenchyme of
the testes with further involution of the "male" part,
which is found in the hilum of the ovary, promotes that
hormone-producing tumors can be both feminizing
(granulosa cell tumors, theca cell tumors, mixed tumor),
and virilizing (androblastoma, gynandroblastoma,
arrhenoblastoma, lipid cell tumors, dysgerminoma,
teratoma, choriocarcinoma). There are also mixed tumors:
gynandroblastoma, gonadoblastoma.

It is complicated to highlight the origin and pathogenesis
of ovarian tumor development has been subjected to
significant changes, which were confirmed by new
investigations. Accordingly, serous tumors originate
from the fallopian epithelium (directly or through the
endosalpingitis), endometrioid and clear cell tumors
derive from the endometrium (through endometriosis
—retrograde blood flow during menstruation), mucinous
and transitional cell tumors derive from transitional
epithelium in the mesentery region of fallopian tube [4,
14,15, 17, 18, 22, 30].

Although all human ovary cells, including epithelial,
stromal, and germ cells, may undergo neoplastic
transformation, 80.0 to 90.0 % of ovarian tumors come
from the single layer of epithelial cells covering the
ovaries [18, 25, 27]. The ovarian surface epithelium is
believed to originate from the mesothelium of the
embryonic gonad (the mullerian epithelium).

Besides this, there is the dualistic theory of epithelial
ovarian tumors pathogenesis, according to which, there
are two types: type I and type II [13, 18, 19, 20, 27].
Type I ovarian tumors (about 25.0 %) include highly
differentiated low grade serous, endometrioid, clear
cell, mucinous and transitional cell carcinomas. Tumors
of type I pass through the stages from serous to borderline
cystadenoma, and subsequently become malignant
in 5.0-10.0 %. Thus, they are detected at early stages
and can be treated surgically, together with this they are
characterized by low malignant potential and low sensitivity
to cytostatic agents [17, 19, 20, 29]. Type II tumors are
highly malignant, low-differentiated high grade serous
forms (HGSC), undifferentiated carcinomas, and
carcinosarcomas with high incidence of mutation of
TP53, BRCA type 1, BRCA type 2 genes and marked
genetic instability, aggressive biologic behavior. Thus,
they are usually detected at late stages, but are highly
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sensitive to chemotherapy, especially to platinum drugs.
It is believed that this type of tumor originates "de novo"
from the epithelium of fimbriae part of the uterine tubes
and/or ovarian surface epithelium [19, 20, 29]. These
two types of tumors considerably differ from each other
by molecular and genetic peculiarities, and, thus, clinical
course, sensitivity to chemotherapy, tendency to relapses,
and prognosis, which is very important both from biological
and clinical points of view [13, 20, 24, 27].

Literature sources contain the description of frequent
combination of serous peritoneal cancer and intraepithelial
carcinoma of the endometrium in undamaged by tumor
ovaries monitoring. Considering the development of
ovarian and peritoneal cancer, one of the key moments
of this disease pathogenesis should be highlighted —
regurgitation in the uterine tubes, which is observed
almost in 90.0 % of women during menstruation, associated
with transition of the content from the uterus and fallopian
tubes to the uterus serous surface, appendages and
peritoneum [6, 14, 15, 17, 20, 25].

In most cases, prior foci of endometriosis occurring
due to retrograde flow of endometrium parts in menstruation
can be a primary source of endometrioid and clear cell
ovarian tumors. Recently, it has been recognized that
pathogenesis of endometrioid and clear cell tumors arising
from endometriotic cysts is significantly influenced by
the microenvironment in which the tumor arises [21,
22, 30]. As the content of the endometriotic cyst includes
highly concentrated old blood, and the concentration of
iron is markedly high. Free iron is associated with cancer
development due to the induction of persistent oxidative
stress. The epithelial cells within the endometriotic cyst
are exposed to extensive oxidative stress and hypoxia,
and, as a result, they are subjected to cellular and DNA
damage and have less efficient DNA repair process [21,
22,30]. The specific correlation between the endometriosis,
ovarian malignancy and their epidemiological patterns
were studied. For both endometriosis and ovarian
carcinoma, increased risks of development were associated
with infertility, early menarche, late menopause, nulliparity,
and the protective factors were tubal ligation, hysterectomy,
the use of oral contraceptives, and pregnancy [22, 30].

Mucinous carcinomas develop in association with
ovarian teratomas; however, the majority of these tumors
do not contain any teratomatous component. Other
theories of their origin include mucinous metaplasia of
surface epithelial inclusions, endometriosis, and F. Brenner
tumors. Mucinous carcinomas and F. Brenner tumors
may have similar histogenesis from transitional cell
nests at the tubal peritoneal junction [26]. Amplification
of 12q14-21 in both mucinous carcinoma and associated
F. Brenner tumor was reported recently [23].

According to the WHO criteria, ovarian tumors are
classified as benign, low malignant potential (borderline)
or malignant. Benign epithelium is characterized by the
single or minimally stratified layer of cells or by minimal
proliferation or small atypicality degree. Histological
structure of the benign tumor is slightly different from
the surrounding healthy tissue. Atypical epithelium lining
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of borderline or low malignant potential tumor is
characterized by cellular proliferation and pleomorphism
without stromal invasion [1, 11, 13]. Malignant epithelium
demonstrates marked atypia, increased mitotic activity,
and stromal invasion [13]. Although the histopathologic
features of ovarian tumors vary substantially, all tumors
exhibit characteristics similar to those of the mullerian
epithelium [25].

Although the etiology and underlying molecular
mechanisms involved in the development of different
phenotypes remain largely unknown, the scientists have
suggested several hypotheses to explain the epidemiologic
factors.

The first hypothesis postulates that "incessant ovulation"
leads to neoplastic transformation of ovarian surface
epithelium cells [24]. This hypothesis states that every
ovulation creates a wound that ovarian surface epithelium
cells repair by undergoing post-ovulation mitosis,
proliferation and that the increase of cell proliferation
raises the likelihood that the aberrations in DNA repair
mechanisms will permit the genetic damage causing the
potentially carcinogenic mutations [10, 16, 25]. Several
studies have found the evidence that supports the "incessant
ovulation" hypothesis. Confirmation of this hypothesis
is the decreased risk of developing of ovarian cancer in
women with the decreased number of ovulatory cycles
(parity, lactation, oral contraceptives, late menarche,
and early menopause). However, this hypothesis is
inconsistent with the observation that patients with
polycystic ovarian syndrome who have decreased ovulatory
cycles appear to have the increased ovarian cancer risk
[25]. The influence of ovulation stimulators on the
formation of tumor processes in the ovaries has not been
fully confirmed [10, 13, 25].

Another hypothesis explaining the relationship between
the ovulation history and ovarian tumor risk involves
the exposure of ovarian surface epithelium cells to the
ovarian stroma [ 13, 25]. Normally, the ovarian surface
epithelium is separated from the stroma by a basement
membrane and a layer of thin connective tissue. The
formation of the inclusion cyst breaks down that barrier
and brings the ovarian surface epithelium cells into the
hormonal milieu of the stroma, prompting the neoplastic
growth. Combination of endogenous risk factors such
as ovarian microenvironment and genetic polymorphisms
may act on the epithelial progenitor cells in the ovarian
surface epithelium or mullerian epithelium of inclusion
cysts, and those cells may have the potential to differentiate
into different histologic types of ovarian tumors [19,
20, 21, 25].

The hypothesis of excessive gonadotropin secretion
results in intensification of epithelial proliferation and,
possibly, tumor transformation. Conditions, accompanied
by reduction of estrogen production, lead to compensatory
increase in gonadotropic hormones, especially follicle
stimulating hormone. High level of gonadotropins has
the stimulating effect on the epithelium proliferating.
Firstly, diffuse and then focal hyperplasia and proliferation
of cell elements, which can lead to tumor formation,
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occur. Stimulating effect of gonadotropic hormones can
also result in formation of tumors from embryonic remains.
Pathological differentiation of mesenchymal tumors
with their subsequent malignization occurs in different
age periods under the influence of hormonal and other
pathological factors [4, 10, 13, 25].

Along with the impairment of gonadotropic hormones
secretion, deviations in estrogen-progesterone interconnections
have been revealed. In the presence of tumor-like formations
in the ovaries, the concentration of estrogens in the
blood increases. It can be confirmed by the high incidence
of their combination with hyperplastic processes in the
endometrium and mammary glands [10, 13, 25].

Therefore, the impairments in the system "hypothalamus-
pituitary gland-ovaries" in patients with ovarian tumors
are observed, occurring as feedback mechanism and
creating favorable background for further progress of
the disease.

According to the gonadotropin stimulation hypothesis,
epidemiologic observations made in the past decade
suggest that several other classes of hormones contribute
to ovarian tumor pathogenesis, including androgens,
estrogens, progesterone, and insulin-like growth factor
1[25]. Most of these hypotheses have been focusing on
the influence of risk factors on ovarian surface epithelium
cells.

The genetic theory explains the existence of family
forms of ovarian cancer (I - family ovarian cancer and
lung cancer; II - isolated ovarian cancer, III — H. T.
Lynch syndrome II - family cancer syndrome). It is
known that mutations were detected in the promoter
zone of the antioncogene in ovarian cancer patients in
40.0 % of cases and in benign ovarian tumors in 20.0 %
of cases. Complicated heredity is more actively manifested
by the action of adverse environmental factors, which
reduces the stability of the genome [5, 18, 19, 20, 27,
29]. According to current scientific literature, hereditary
forms of ovarian cancer occur in 6.0-10.0 % of cases.
There is inheritance in the recessive type of constitutional
and endocrine-exchange features, which is characteristic
of ovarian tumors [18, 20].

Many authors single out the role of viral, bacterial
infection and inflammatory diseases of the pelvic organs
in the ovarian structures alterations appearance, whereas
high percentage accounts for intracellular specific infection
(chlamydiosis — 40.0 %, mycoplasmosis — 15.0 % and
ureaplasmosis — from 45.0 to 70.0 % of cases) [1, 3, 10,
25]. The inflammatory process results in intensification
of anti-inflammatory cytokines expression in the ovaries,
which inhibits apoptosis with further disappearing of
follicle regression after ovulation, decrease of the
steroidogenic enzymes activity in ovarian cortex. In its
turn, as the feedback mechanism, this leads to the increase
of pituitary-pineal activity.

Contemporary views regarding the ovarian neoplasms
prove close correlation between their appearance and
the immune system state [2, 12, 25, 28]. Tumor processes
develop along with the immunodeficiency, promoting
its deterioration. It has been proven that the degree of
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immunodepression correlates with the process extension.
Regulatory substances such as T-lymphocytes: T-suppressors
and T-helpers are crucial in development or inhibition
of immune response. In particular, T-cell immune response
is inhibited. Reduction of T-cells with simultaneous
activation of suppressive T-lymphocytes promotes the
accumulation of tumor cells and interferes with their
timely removal. In patients with benign and borderline
ovarian tumors, decrease in total number of T-lymphocytes,
active T-lymphocytes and T-helpers is observed; inhibition
of T-lymphocytes ballast formation occurs. The presence
of tumor process in the ovaries is accompanied by changes
not only in cell-mediated, but also in humoral immunity.
Dysglobulinemia with reduction of Ig G level and increase
of Ig M concentration is observed.

In recent years, the significant number of investigations
which study the growth factors and activity of cytokines
have been conducted, [2, 6, 12, 28 ]. Reliably high level
of pro-inflammatory cytokine was revealed in blood
serum of patients with malignant ovarian tumors compared
with its concentration in patients with benign processes.
Having studied the macroglobulins in blood serum,
peritoneal fluid and content of neoplasms, it has been
revealed that their intensive use is aimed at binding of
hydrolases, releasing from dead cells. Accumulation of
tissue pulls of all classes of microglobulins occurs in
malignant tumor tissues, which promotes the protection
of tumors against the immunocompetent cells attack [2,
10, 12].

In the pathogenesis of the ovarian neoplasms development,
the disturbance of equilibrium between the processes
of proliferation and apoptosis in epithelial cells of tumor
tissue plays an important role [12, 25]. Apoptosis, or
programmed death of cells, is one of the most important
physiological processes, which is necessary for maintenance
of constant cellular composition of organs and tissues,
removal of autoreactive cells, which have completed
their life cycle. Thus, impairment of genetically programmed
processes of cell death can result in uncontrolled cell
proliferation by the hormonal system of the body and
development of neoplasms in the ovaries. Most often,
granulosa cells in the ovaries are subjected to apoptosis,
associated with atresia of follicles. Apoptosis in granulosa
cells can be inhibited by various growth factors, progesterone,
estrogen and gonadotropic hormones. On the contrary,
proapoptotic action is typical for different cytokines,
androgens and agonists of gonadotropin-releasing
hormones. The apoptosis processes in benign epithelial
cells of the ovaries are at low level or almost absent, in
borderline tumors they reach maximum activity, and in
malignant tumors apoptosis intensity again decreases.

Currently, intensive research in the field of morphological
and molecular cytogenetics has been conducted. Many
detailed data are presented regarding the cytogenetic
studies of epithelial ovarian tumors. The molecular
pathogenesis of ovarian sex cord-stromal tumor and
germ cell tumor are relatively understudied.

Conclusions. Thus, according to epidemiological
investigations, neoplasms of the ovaries can be regarded
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as systemic diseases, which occurs on a molecular genetic ~ genetic polymorphism. However, despite the significant
level with involvement of various endogenous and advancements in fundamental science, the causes of
exogenous factors. The leading role among them belongs  tumor appearance and, respectively, the issue of early
to inflammatory processes, endocrine, immune and  diagnosis and prophylaxis of the most common neoplasms
metabolic disturbances, especially in the presence of of the ovaries need further investigation.
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Etiopathogenesis and Histogenesis of Ovarian Tumors

L. Markin, O. Besedin, K. Isayeva, M. Doroshenko-Kravchyk

Introduction. Nowadays, the incidence of ovarian tumors has increased from 6.0-11.0 % to 19.0-25.0 %,
becoming the serious medical, economic and social problem, as they affect the reproductive potential, respectively,
demographic situation in the country and future women’s health. Besides this, the majority of them have a tendency
to become malignant. Also they are one of the causes of high mortality among the female population. Thus,
determination of the main risk factors, knowledge of etiological causes and substantial understanding of pathogenic
mechanisms of ovarian tumor will enable to conduct prophylaxis of this disease development and improve the
medical aid.

The aim of the study. To review and summarize the published investigations devoted to the problems of
etiology and pathogenesis of different ovarian tumors according to their histological structure.

Materials and methods. The content analysis, method of systemic and comparative analysis, bibliosemantic
method of studying the actual scientific researches concerning the etiology and pathogenesis of ovarian tumors,
differing by the histological structure and the course specificity, were conducted.

The data was searched in scientometric databases: PubMed-NCBI, Medline, Research Gate, Cochrane Database
of Systematic Reviews by such keywords: "etiology", "pathogenes1s" "hypothems" "ovarian benign tumor",

"ovarian cancer", "risk factor", "histogenesis", "genetic mutations", "World Health Organization", "FIGO" (ft.
- Fédération Internatlonale de Gynécologie et d’Obstétrique). Totally, 84 English, Ukrainian and Russian sources
were analyzed.

Results. Analysis of modern literature shows that the process of tumor cell transformation has not been
fully understood due to their histological features. Nowadays, the numerous endogenous and exogenous
risk factors have been identified. And, recently, the traditional theory of the appearance of ovarian tumors
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has undergone the significant changes. Also, several hypotheses have been proposed to explain the
epidemiological factors: the continuous ovulation hypothesis, the hypothesis of gonadotropins excessive
secretion, the genetic theory, theory of microenvironment and genetic polymorphism. In recent years, the
large number of studies are devoted to the study of the immune system state, the process of apoptosis,
morphological and molecular cytogenetics.

Conclusions. Thus, according to epidemiological investigations, neoplasms of the ovaries can be regarded as
systemic diseases, which occurs on a molecular genetic level with involvement of various endogenous and
exogenous factors. However, despite the significant advancements in fundamental science, the causes of tumor
appearance and, respectively, the issue of early diagnosis and prophylaxis of the most common neoplasms of the
ovaries need further investigations.

Keywords: ovarian tumors, etiology, pathogenesis, histogenesis.

ETrionarorenes i ricrorenes myXxJiMH s€YHUKIB

JI. b. Mapkin, O. B. becenin, K. 1O. IcaeBa, M. B. /lopomenko-Kpapuuk

Beryn. [lyxauHu S€IHUKIB TTOCIAIOTH IPYTe MICIIE cepell YCiX HOBOYTBOPEHD KIHOYMX CTaTeBUX OPTaHiB. 3a
pe3yabTaramMu IOCHiKEeHb Pi3HUX aBTOPiB ix yactoTa 3a octanHi 10 pokiB 30impmmtace 3 6,0-11,0 % mo 19,0—
25,0 %. JoOposKicHI MyXJIMHU € BaXJIMBOIO MEIUYHOIO, €KOHOMIYHOIO 1 COIialbHOIO MPOOIEMOI0, OCKITBKU
JIOBOJII 9aCTO BHHUKAIOTH Y *KIHOK IITOPOMHOTO BiKY, BINIMBAIOYH Ha PEMPOTYKTHBHUU IMOTEHITIAN, a OTXKe, U
nemorpadigny cuTyariro B KpaiHi Ta kiHode 370poB’s 3arajgoM. OKpiM IIbOTO, OITBIIICTE i3 HUX 3[IaTHA JI0
MaJirHi3aiii.

MeTa. 3poOuTH OTIIA 1 y3araabHUTH OITyOJIiKOBaHI JOCIIKEHHS, IPUCBIUCHI MPOoOIeMaM BUBYCHHS €TiONOT 11
1 TaToTeHe3y Pi3HUX MyXJIMH SIEYHHUKIB 3aJIKHO BiJT iX TiCTOCTPYKTYPH.

Martepiaau ii MmeToau. BUKoprucTaHO KOHTEHT-aHaji3, METOJ CHCTEMHOTO Ta MOPIBHAJIBHOTO aHali3y,
01071i0CeMaHTHYHUN METO] BUBUCHHS aKTyaJIbHUX HAYKOBHX JIOCHiKEHh CTOCOBHO €TIOJIOT11 1 MaTOTeHEe3y Pi3HUX
3a TICTOCTYKTYPOIO 1 TTepeOiroM My XJIiH sieqHuKiB. [Tomryk mKepen 3aiiiCHeHO y HayKOMETpUIHUX 0a3ax iHdopMartii:
PubMed-NCBI, Medline, Research Gate, Cochrane Database of Systematic Reviews 3a TaKUMH KITIOYOBUMU
crmoBamu: "etiology", "pathogenesis", "hypothesis", "ovarian benign tumor", "ovarian cancer", "risk factor",
"histogenesis", "genetic mutations", "World Health Organization", "FIGO" (¢p. - Fédération Internationale de
Gynécologie et d’Obstétrique). [IpoanaizoBano 84 mkepera aHTITIHCHKOIO, YKPATHCHKOIO 1 pOCIHCHKOI0 MOBaMU.

Pe3yabTaTu. AHaIi3 Cy4acHOI JiTepaTypH CBIMUNTD, IO TIPOTIEC MyXJIMHHOI TpaHchopMaIlii KIITHH M0 KiHIIS
HE BUBYCHHH. | X04a 10 CHOTOMHI BUSBICHO YHCJICHHI CHIOTCHHI Ta €K30TeHHI (DAKTOPHU PU3HKY, TiCTONOTIUHI
0COOJIMBOCTI IyXJIMH SIEYHUKIB OOMEXXYIOTh MOXITHBICTh OTPHUMYBATH iHPOPMAIIITO TIPO 1X E€TIONOTI0 Ta BAXKIJIHBI
JIAaHKH TIaTOTeHe3y. 3a OCTaHHIN Yac TpaauIliiiHa Teopiss BHHUKHEHHSI IMyXJIWH S€YHUKIB 3a3Haja CyTTEBUX 3MiH,
I10 T ATBEPIKYETHCS HOBUMH JTOCTIHKCHHSIMH, 3T1THO 3 SKUMH CEPO3HI Iy XJIMHH MTOXOATH 13 STITENII0 MAaTKOBO1
TpyOH, SHIOMETPIOIIHI Ta CBITIOKIITHHHI € MOXiTHUMH S€HIOMETPI0, a MYITHHO3HI Ta MEePEeXiTHOKIITHHHI —
3a4aTKiB MEePEXiJHOTO EMiTEeNiI0 B UISHIT OpHXKi MaTKOBOT TPYyOH.

CroromHi 3ampoIIOHOBAHO JIEKUIbKA TIMOTE3 IS MOSICHeHHS emigeMionorignux (akropiB. BigmosigHo 10
TinmoTe3n «0e3MepepBHOT OBYIISIIT YITKOMKYEThCS SITEIIH SETHHUKIB 13 TTOIAIBIIIOI0 PEreHepaIliclo Ta MOKIUBUMHI
TCHETHYHUMHU TTOJIOMKAMH 1 MaJTITHI3AII€r0. 32 TMoTe3050 «HATHITKOBOI CEKPEIIii TOHAIOTPOTIHIBY 1€ TIPU3BOIUTH
JI0 TIOCHJICHHS eTITeiabHO1 podidepartii i, MOXKIIMBO, TyXJIWHHOT TpaHchopMartii. «[ eHeTHIHaY TeOopis MOSCHIOE
iCHyBaHHS CIMEHHHX (POPM paKy SETHHUKIB. 3HAUHA POJTb HAJICKUTH BipyCHO-0aKTepiaIbHIN 1H(PEKII1 Ta 3armaIbHIM
3aXBOPIOBAHHSIM OPTaHIB MaJOro Ta3a y BHHUKHECHHI 3MiH CTPYKTYp s€dHUKIB. CyJacHi MOTIAIN Ha ITaTOTeHE3
HOBOYTBOPEHb SI€THUKIB 3aCBIIUYIOTH TICHUN B3a€MO3B’ 30K MK 1X BHHUKHCHHSIM 1 CTAHOM IMYHHOI CHCTEMU.
[TyxnwHHI TpoIIecH BUHUKAIOTE Y 3B’ 53Ky 3 iIMyHOAE(DIITUTOM, MPOBOKYIOUN HOTO MOTITHOJICHHS. BaKITUBY poiTh
Biirpae TakoX MOPYIICHHS piBHOBATH MIXK TIpoIlecamu mpoitidepariii i amontosy. ChOoToIHI 3iHCHIOETHCS 0araTo
JTOCITIPKEHb, TIPUCBIYCHUX BUBUCHHIO YHHHHKIB POCTY W aKTUBHOCTI ITUTOKIHIB, & TAKOX Y TATy31 MOP(OIOTIIHOT
1 MOJIEKYJISIPHOT ITATOTCHETHKHU.

BucHoBku. HoBOyTBOpEHHS SIEUHUKIB MOXKHA PO3IVISAATH SIK CUCTEMHI 3aXBOPIOBAHHS, SIKi BHHUKAIOTH Ha
TeHETHIHO-MOJICKYJISIPHOMY PiBHI 3 y4acTIO Pi3HOMAaHITHHX CHIOTCHHUX 1 €K30TCHHUX YHHHHKIB, MIPOBiTHE
3HAUCHHS Cepell IKUX MAaroTh 3amajibHi MPOIECH, SHIOKPHHHI, IMyHHI Ta OOMIHHO-METa0O0IYHI TTOPYIICHHS,
0COOJIMBO 3a HAIBHOCTI TEHETUYHOTO TTOJIIMOpdizMy.

KurwouoBi ciioBa: MyXJIMHY S€THUKIB, €TIONOTIS, TATOTEHE3, TICTOTCHE3.
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