Female genital tract
diseases.
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Female genital tract diseases.
I. Microspecimens:
Ne 215. Fibrocystic mastopathy (fibro-cystic changes of the mammary gland). (H.E. stain).
Indications:
1. Cystically dilated ducts.
2. Hyalinized connective tissue between ducts.
3. Unchanged ducts.

In the mammary gland, cystic dilatation of the ducts is observed with formation of cysts of
different shapes and sizes, covered with cuboidal epithelium, regionally flattened or atrophied, in
their lumen may be eosinophilic content. The cysts are surrounded by dense, fibrillar connective
tissue, with areas of hyalinosis and adipose tissue, which also penetrates the lobes. There is no
difference between interlobular and intralobular connective tissue, characteristic of the normal
gland. Normal intralobular stroma being flaccid, with a myxomatous aspect. Around the cysts is
moderate lymphoid infiltration.

At present, the term “fibrocystic changes of the mammary gland" is preferred, given minor
clinical significance of these lesions. It represents the most common pathology of the mammary
gland during the fertile period. It manifests macroscopically by the appearance in the mammary
gland of nodular densities, weakly delimited, sometimes painful, single or multiple, unilateral or
bilateral. They are usually encountered in the age group from 30 to 50 years, being rare after
menopause. There are two clinical-pathological types: a) non-proliferative and b) proliferative
fibrocystic changes. The non-proliferative variant is the most frequent, the main histological
changes being the following:



Cysts can be single, solitary or multiple and can have sizes from less than 1 cm to 5-6 cm.
Fibrocystic changes are considered a reaction of mammary ducts to cyclic hormonal stimulation,
which occurs in the normal menstrual cycle. The diagnosis of certainty can only be established
by biopsy and histological examination.

Ne 63. Suppurative salpingitis. (H.E. stain). Indications:
1. Neutrophilic leukocytes in lumen of fallopian tube.
2. Neutrophilic leukocyte infiltration of tubular mucosal villi.
3. Wall of fallopian tube.

Villi of the uterine mucosa are thickened, hyperemic with diffuse infiltration by neutrophil
leukocytes, and between villi are neutrophil agglomerations. Wall of the fallopian tube is
thickened, edematous, vessels are dilated, hyperemic, diffuse infiltration of the wall with
neutrophilic leukocytes (phlegmonous inflammation) is observed.

Purulent salpingitis is an inflammation of the fallopian tube of infectious origin. It is found in
pelvic inflammatory disease - ascending infection of the female genital tract (with chlamydia,
mycoplasma, gonococci, colibacilli), postpartum or post abortion inflammation (with
streptococci and staphylococci), in cases of intrauterine devices. It can be complicated by
salpingo-oophoritis. tube-ovarian abscess, pyosalpinx, local or generalized peritonitis, passage
into chronic salpingitis.



Ne 108. Tubal pregnancy. (H.E. stain). Indications:
1. Chorionic villi.
2. Decidual tissue.
3. Fallopian tube wall.

In the lumen of the fallopian tube, chorionic villi of variable shape and size, covered with
stratified epithelium may be seen. The inner layer is covered by cuboidal cells - cytotrophoblast
and the outer layer by polymorphous cells, some of them are multinucleated giant cells, with
hyperchromic nuclei - syncytiotrophoblast, stroma of villi is edematized. They are clusters of
polygonal decidual cells with clear cytoplasm, foci of necrosis and hemorrhages. At the site of
implantation of the fertilized ovum, penetration of of the trophoblastic tissue with multinucleated
chorionic cells in the tubular wall can be seen which replacing mucosa and circular muscle layer,
being kept only the longitudinal layer. in the wall there are edema, dilation and hyperemia of the
vessels, bleeding. There are intact areas of the tubular wall (not to confuse the villi of the lining of
the uterine trunk with the chorionic villi!).

Tubal pregnancy is the most common form of ectopic pregnancy, in which the passage of the
fertilized egg through the uterine tubes is delayed and the implantation occurs outside the body of
the uterus. Due to the infiltration of the wall of the fallopian tube with trophoblastic tissue,
erosion of the blood vessels and hemorrhage occurs in the lumen of the fallopian tube -
hematosalpinx, and as the embryo is grows, the distension of the fallopian tube and the rupture of
the wall with intraperitoneal hemorrhage occur. There is a decidual reaction in the endometrium.



Ne 107. Hydatidiform mole. (H.E. stain). Indications:
1. Increased in size, edematous chorionic villi.
2. Proliferating chorionic epithelium.

The material is a scrap of the uterine body cavity. There are chorionic villi which are increased in size, of
variable form, their stroma is edematous, myxomatous, with cystic cavities with small number of cellular
elements, blood vessels are absent. The margins of the villi are irregular, fused, on their surface focal
proliferation of the chorionic epithelium, with vacuolar degeneration, consisting of cytotrophoblastic and
syncytiotrophoblastic cells may be seen.

Macroscopically the chorionic villi are dilated, with the diameter from 0,5 cm. to 3 cm. of spherical shape,
the wall is very thin, fine, they contain a clean, transparent liquid, looking like grape clusters. These cystic
formations fill the uterine cavity and may also be present in the blood leakage in case of vaginal
hemorrhages. The hydatiform mole represents one of 3 forms of gestational trophoblastic disease: hydatiform
mole (complete or partial), invasive mole and choriocarcinoma. Hydatiform mole appears as a result of the
abnormal fertilization of the egg, in complete type chorionic epithelial cells are diploid (more commonly
karyotype 46XX), all the chromosomes are of paternal origin, and in partial type the chorionic cells are
triploid (the normal eqg is fertilized by 2 sperm) karyotype 69XXY). In complete mole all chorionic villi are
affected, the embryo is absent. In partial one there are affected and normal villi, the embryo is present.
Clinically it is manifested by uterine bleeding, the most characteristic sign being the increase of the level of
human chorionic gonadotropin in the blood. Clinically it is manifested by uterine bleeding, the most
characteristic sign being the increase of the level of human chorionic gonadotropin in the blood. It is most
common in young mothers up to 20 years old and in mothers over 40 years old. In 10% of cases of complete
hydatiform mole, invasive mole develops, and in 2.5% - choriocarcinoma. Partial mole rarely develops in
choriocarcinoma.



Ne 111. Choriocarcinoma of the uterus. (H.E. stain). Indications:
1. Epithelial cytotrophoblast cells with clear cytoplasm (Langhans cells).
2. Syncytial atypical cells with hyperchromic nuclei.
3. Foci of hemorrhages.

In microspecimen there are compact tumor tissue,In the micro-preparation we find compact
tumor tissue, consisting of 2 components: cytotrophoblastic cells and anaplastic
syncytiotrophoblastic cells, which come from the chorionic epithelium. Tumor cells are arranged
chaotically, in different proportions, the chorionic villi are missing. There is a marked cellular
and nuclear polymorphism. Cytotrophoblastic cells have clear cytoplasm, weakly colored
nucleus, and syncytiotrophoblastic cells wich vary in shape and size, are intensely basophilic
with hyperchromic nuclei, multinucleated giant cells and mitosis figures can be seen. In the
tumor stroma is absent, blood vessels are lined by tumor cells, extensive areas of necrosis and
bleeding are observed.

Choriocarcinoma Is a malignant tumor of the trophoblast, which develops from the complete
hydatiform mole (50%), from placental remnants after abortion (25%), after normal birth (20%)
or from ectopic pregnancy (5%). It is a very aggressive, invasive tumor, which rapidly
metastasizes hematogenously with metastases into the lungs (80%), vagina (30%), brain (10%),
liver (10%) and kidneys. Lymphogenic metastases are not characteristic. At the early stage, the
tumor tissue penetrates into the myometrium and blood vessels. The tumor is distinguished by
remarkable sensitivity to chemotherapy, even metastasis.



I1. Macrospecimens:
Ne 101. Endometritis.
In the uterine cavity there are blood clots of reddish color and necrotic masses of yellowish color.

Endometritis can be acute and chronic. The acute form is most often caused by the retention in the
uterine cavity of placental remnants after birth (puerperal endometritis) or after abortion, the
presence of intrauterine devices or may be a manifestation of ascending infection in pelvic
inflammatory diseases, e.g., in gonorrhea. In some cases it can have a severe evolution with diffuse
purulent inflammation with the development of metritis, thrombophlebitis and septicemia. Acute
endometritis is usually associated with involvement of the uterine tubes - salpingitis.

Ne 103. Endometrial polyp.

In the region of the fundus of the uterine body there is a polypous formation, which protrudes into
the uterine cavity, with a broad, sessile base, approximately 3-4 cm. in diameter, irregular surface,
gray-whitish color, small cystic cavities are observed on section.

Histologically is composed of endometrial glands of basal type, in most cases with their cystic
dilation, it is characteristic presence of a blood vessels groups with thickened, sclerosed walls.
Depending on  predominant tissue component, they may be glandular, fibro-glandular or
leiomyomatous polyps. They occur predominantly during the perimenopausal period. It is clinically
manifested by uterine bleeding, and those of small size can be asymptomatic and detected
incidentally.



Ne 105. Uterine corpus carcinoma.

In uterine cavity there is a tumor node with exophytic type of growth, which almost completely fills
the cavity, has a rough, irregular surface. On section has gray-whitish color, consistency is friable.

Uterine corpus carcinoma is more common in menopausal age 60-70 years, but it can also occur in
young women. The main precursors are glandular hyperplasia of endometrium without atipia (1-3%)
and most commonly - atypical glandular hyperplasia / intraepithelial endometrial neoplasia, which
coexists with carcinoma in 25-40% of cases. The tumor may has infiltrative or e exophytic type of
growth, secondary changes as foci of necrosis, ulceration or inflammation may occur in the tumor
node. Uterine corpus carcinoma can infiltrate myometrium, parametrium, cervix, vagina, urinary
bladder and colonum. The most common metastases occur in the pelvic, para-aortic and inguinal
lymph nodes. Hematogenous metastases are observed in the lungs, liver, bones and other organs.

Ne 106. Uterine cervical carcinoma

In cervix of the uterus there is a tumor node with exo-endophytic type of growth, which infiltrates
cervical wall, has rregular shape, with imprecise limits, rough surface, it is nodular of gray-yellow
color.

Cervical carcinoma ranks 2-3 in all cancers in women. It is most commonly found in the average age
of 55 years. It is preceded in most cases by HPV infection, especially serotypes 16 and 18, HPV 16
causing squamous cell carcinoma and HPV 18 - cervical adenocarcinoma.



Morphological manifestations of papillomavirus infection are squamous intraepithelial lesions,
which may be low and high grade (LSIL and HSIL). The predominant histological forms of
cervical carcinoma are keratinized or non-keratinized squamous cell carcinoma (~ 70%) and
adenocarcinoma (10-25%). Macroscopically, the carcinoma of the vaginal portion of the cervix
grows more frequently exophytic, and the carcinoma of the cervical canal - endophytic. The
tumor may invade the cervical wall, vagina and adjacent pelvic organs, e.g., urinary bladder,
rectum. Lymphogenous metastases occur in the pelvic, retroperitoneal, and inguinal lymph nodes
and hematogenous - in the lungs, liver, and other organs.

Ne 107. Chronic salpingitis.

The uterine tubes are deformed, serous membrane is opaque, sclerosed, whitish, the surface is
uneven.

Chronic salpingitis 1S in most cases a consequence of acute salpingitis. The chronic
inflammatory process results in fibrosis and sclerosis of the wall, deformation of the fallopian
tube, the lumen becomes unevenly stenosed, adhesions appear between the villi of the mucosa,
which leads to tubal pregnancy, and if the process is bilateral - to infertility. In some cases,
hydrosalpinx develops - dilated atrophied fallopian tube with thin wall with aqueous liquid into
the lumen. As a result of chronic salpingitis, adhesions between the tube and the ovary, small
intestine, and other pelvic organs may occur.



Ne 110. Ovarian cystadenoma.

In the ovary there is a multicameral (multilocular) cystic formation, with thin walls, 1-2 mm in
thickness, smooth internal surface, of whitish-grayish color, without content.

The most common ovarian tumors are tumors from the surface epithelium - about 65% of the
total number, serous, mucinous and endometrioid tumors, which usually have a cystic structure,
predominate.In serous tumors, the cysts contained serous, clear content, the mucinous ones
contain mucin, and the endometrioid cysts have a hemorrhagic, "chocolate” content.

Serous and mucinous cysts in most cases are benign, and in 25% of serous and 10% of mucinous
are malignant.

Ne 111. Ovarian teratoma (dermoid cyst ).

The macrospecimen has a cystic formation filled with sebum, hair, has a spongy appearance,
white-yellowish color, occasionally can be foci of bone, cartilage or teeth.

Dermoid cysts are a variant of mature ovarian teratomas, which derive from the germ cells of
the 3 embryonic layers: the ectoderm, the entoderm and the mesoderm. It represents 15-20% of
ovarian tumors, especially in young women, usually unilateral. In the absolute majority of cases
there are benign tumors, and in about 1% they can be malignant, usually squamous cell
carcinoma.



Ne 108. Tubal pregnancy.

The uterine tube is dilated, up to 2-3 cm in diameter, ellipsoid in shape, blood clots, fragments of
placental tissue and gray-colored fetal remnants are observed on the section.

Ectopic pregnancy constitutes about 1% of the total number of pregnancies, and tubal
localization is the most frequent - more than 90%. Much less rarely is ovarian and abdominal
pregnancy encountered. Ectopic pregnancy constitutes about 1% of the total number of
pregnancies, and tubal localization is the most frequent - more than 90%. Much less rarely is
ovarian and abdominal pregnancy encountered.

The salpingitis results in fibrosis processes and subsequent tube deformation. The most frequent
localization is in the ampulla region of the fallopian tube, much less frequently in the interstitial
region of the horn of the uterine corpus. Tubal pregnancy in dynamic evolves towards the rupture
of the wall, which occurs suddenly, with a clinical pattern of acute abdomen and intraperitoneal
hemorrhage with hemorrhagic shock. In some cases, the embryo is detached from the tubular
wall, dies and is expelled into the peritoneal cavity through the fimbriated portion of fallopian
tube - tubal abortion. The embryo / fetus in the abdominal cavity may be mummified or calcified
(lithopedion). Aceleasi modificari pot surveni in embrionul/fatul, care este eliminat in cavitatea
abdominala prin ruptura trompei.



Ne 215. Fibrocystic mastopathy. (H.E. stain).



Ne 63. Suppurative salpingitis. (H.E. stain).
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Tubal pregnancy. (H.E. stain).
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Ne 103. Endometrial polyp.
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Ne 105. Uterine corpus carcinoma.



S
=
@)
=
(&
-
©
o
©
=
=
-
(¢b}
(&)
(<)
—
-
(¢}
=
>
©
o
—
M




Ne 107. Chronic salpingitis.



Ne 110. Ovarian cystadenoma.




111. Ovarian teratoma (dermoid cyst).
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Ne 108. Tubal pregnancy.




CERVIX OF THE UTERUS

The cervix is a kind of barrier that protects the upper parts of the female
genital tract from potentially dangerous infections. At the same time, the cervix
itself is a target for various carcinogenic effects that can lead to the
development of invasive carcinoma.

Anterior view




CERVIX OF THE UTERUS

In 50% of cases, cervical carcinoma is fatal. The potential cancer risk has
become the main reason for introducing a screening program (microscopic
examination of Pap smears and histological examination of cervical biopsy
specimens).




Endocervical Polyps

Endocervical polyps are benign polypoid masses seen protruding from the endocervical
mucosa (sometimes through the exocervix). They can be as large as a few centimeters,
are soft and vyielding to palpation, and have a smooth, glistening surface, which are
observed in 2-5% of adult women. These lesions may bleed, thereby arousing concern,

but they have no malignant potential.

Endocervical polyp with a dense
fiboromyxomatous stroma covered by
endocervical cylindrical epithelium.




Endocervical Polyps

Most polyps are localized in the cervical canal, the size of the polyps varies from very
small and flat to large formations that reach 5 cm in diameter and can protrude through
the external orifice. An effective treatment is curettage of the cervix or surgical removal
of the polyp. Most researchers support the view of their dishormonal nature.




NEOPLASIA OF THE CERVIX.

There is no other malignant tumor other than cervical carcinoma, which would better
confirm the enormous positive effect of screening, early diagnosis and treatment of the
tumor on mortality. 50 years ago, cervical carcinoma was the leading cause of death for
women from oncological diseases in the United States. But at present, the mortality rate
has decreased by ~ 70%, and now cervical carcinoma takes 8th place in the structure of
causes of death from oncological diseases.
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NEOPLASIA OF THE CERVIX.

For the discovery of HPV as the cause of cervical cancer, Harold zur Hausen was
awarded the Nobel Prize in 2008. HPVs are DNA-containing viruses that are classified by
DNA structure and are divided into high and low oncogenic risk groups. Low oncogenous
HPV is the cause of sexually transmitted genital warts of the vulva, penis and perianal
region, and highly oncogenous HPV is the only significant cervical carcinogenesis factor.
Currently, 15 highly oncogenic HPVs have been identified. In terms of cervical damage,
the most important role is played by type 16 HPV (~ 60%) and type 18 HPV (~ 10%).
Other types of HPV (each individually) are responsible for the development of less than
5% of cervical carcinoma cases.




NEOPLASIA OF THE CERVIX.

HPV, the causative agent of cervical neoplasia, has a tropism for the immature
squamous cells of the transformation zone. Most HPV infections are transient and are
eliminated within months by an acute and chronic inflammatory response. A subset of
infections persists, however, and some of these progress to cervical intraepithelial
neoplasia (CIN), a precursor lesion from which most invasive cervical carcinomas
develop.

Columnar epithelium

Squamocolumnar
junction

Squamous epithelium

Transformation zone
where two types of
epithelia coexist

() /—— Vagina




NEOPLASIA OF THE CERVIX.
Important risk factors for the development of CIN and invasive carcinoma thus are
directly related to HPV exposure and include:
e Early age at first intercourse
e Multiple sexual partners
e Male partner with multiple previous sexual partners

e Persistent infection by high-risk strains of papillomavirus (types 16 and 18)
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NEOPLASIA OF THE CERVIX.

Table 18-1 Matural History of Squamous Intraepithelial Lesions (5lLs)

Lesion Regress Persist Progress
LSIL (CIN 1) 60% 30% 10% (to HSIL)
HSIL (CIN 11, 1) 30% 60%

10% (to carcinoma)*®

LSIL, low-grade SIL; HSIL, high-grade SIL
*Progression within 10 years.




Cervical Intraepithelial Neoplasia (CIN)
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(A) Normal stratified squamous epithelium is given for comparison.
(B) Low-grade squamous intraepithelial lesion (LSIL) (CIN I) with koilocytosis.

(C) High-grade squamous intraepithelial lesion (HSIL) (CIN II) with progressive atypia
and the spread of immature cells of the basal layer above the lower third of the
epithelium.

(D) High-grade squamous intraepithelial lesion (HSIL) (CIN III) with diffuse atypia,
lack of maturation of the cells of the basal layer and the spread of immature cells of
the basal layer to the surface of the epithelium.



Cytology screening for precancerous lesions

Cytologic examination can detect precancerous lesions long before
any abnormality can be seen grossly

For cytologic examination the cervix is examined and the cells lining
the cervical wall at the transformation zone are scrapped/ sampled
with a spatula and then spread on a slide. They are then fixed,
stained (Papanicolaou stain) and examined under a light
microscope.

This screening for precancer should be done on all young and old
women (usually from age of 21 onwards).



PAP TEST




Sexual Activity

HPV

¥

‘ HPV exposure (millions/yr) \

Immune status
Genetic vulnerability
Other factors

High-risk HPV

Low-risk HPWV (6,11) (16, 18, others)
episomal infection viral integration
Condyloma CIN (million/yr)

(hundreds of thousands/yr)

Persistent
infection

Higher grade CINMN

Invasive cancer (10,500/yr)

‘ Metastasis (5000/yr) l



Invasive Carcinoma of the Cervix

The most common cervical carcinomas are squamous cell carcinomas (75%), followed
by adenocarcinomas and mixed adenosquamous carcinomas (20%) and small cell

neuroendocrine carcinomas (less than 5%). All of these types of carcinomas are caused
by HPV.




Cervical Carcinoma, staging

0- Carcinoma in Situ
1- Confined to the cervix

2- Extension beyond the
cervix without extension
to the lower third of
Vagina or Pelvic Wall

3- Extension to the pelvic
wall and / or lower third
of the vagina

4- Extends to adjacent
organs

Staging of cervix cancer

Stage 0 | I " \Y)
Extent of Carcinoma Confined Disease Disease Invades bladder,
tumor in-situ to cervix beyond cervix to pelvic rectum or
but not to pelvic wall or metastasis
wall or lower lower 1/3
1/3 of vagina vagina
5-year 100% 85% 65% 35% 7%
survival
Stage a,t Uterine 47% 28% 21%  Pelvic 4%
presentation  cavity side wall

Fallopian—N
tube

Uterine
wall

Internal Os

External Os 1[5]

A

Source: Longo DL, Fauci AS, Kasper DL, Hauser SL, Jameson JL, Loscalzo J: Marrison's
Principles of Internal Medicine, 18th Edition: www.accessmedicine.com

Copyright © The McGraw-Hill Companies, Inc. All rights reserved.



Cervical Carcinoma, Clinical Course

O Many of cervical cancers are diagnosed in early stages, and the vast majority are
diagnosed in the pre-invasive phase.

O More advanced cases are seen in women who either have never had a Pap smear
or have waited many years since the prior smear.

O The early stages of cervical cancer may be completely asymptomatic.

O Vaginal bleeding, contact bleeding, or (rarely) a vaginal mass may indicate the
presence of malignancy. Also, moderate pain during sexual intercourse and vaginal
discharge are symptoms of cervical cancer. In advanced disease, metastases may
be present in the abdomen, lungs or elsewhere.

O Most patients with stage IV die due to the local spread of the tumor (for example,
tumor growth into the bladder and ureters, which leads to ureteral obstruction,
pyelonephritis and uremia), and not from distant metastases.




BODY OF UTERUS.

ABNORMAL UTERINE BLEEDING

Common causes include endometrial polyps, leiomyomas, endometrial hyperplasia,
endometrial carcinoma, and endometritis. The probable cause of uterine bleeding in any
given case depends somewhat on the age of the patient. Abnormal bleeding from the
uterus in the absence of an organic uterine lesion is called dysfunctional uterine
bleeding.

Table 18-2 Causes of Abnormal Uterine Bleeding by Age Group

Age Group Cause(s)

Prepuberty Precocious puberty (hypothalamic, pituitary,
or ovarian origin)

Adolescence Anovulatory cycle

Reproductive age Complications of pregnancy (abortion,

trophoblastic disease, ectopic pregnancy)
Proliferations (leiomyoma, adenomyosis,
polyps, endometrial hyperplasia, carcinoma)
Anovulatory cycle
Owulatory dysfunctional bleeding (e.g.,
inadequate luteal phase)

Perimenopause Anovulatory cycle
Irregular shedding
Proliferations (carcinoma, hyperplasia, polyps)

Postmenopause Proliferations (carcinoma, hyperplasia, polyps)
Endometrial atrophy



BODY OF UTERUS.

ABNORMAL UTERINE BLEEDING

Failure of ovulation. Anovulatory cycles are very common at both ends of reproductive
life, due to

(1) Hypothalamicpituitary axis, adrenal, or thyroid dysfunction;
(2) Functional ovarian lesions producing excess estrogen;

(3) Malnutrition, obesity, or debilitating disease;

(4) Severe physical or emotional stress.




BODY OF UTERUS.

ABNORMAL UTERINE BLEEDING

Inadequate luteal phase. The corpus luteum may fail to mature normally or may regress
prematurely leading to a relative lack of progesterone. The endometrium under these
circumstances fails to show the expected secretory changes.

Contraceptive-induced bleeding. Older oral contraceptives containing synthetic estrogens
and progestin induced a variety of endometrial responses, including decidua-like stroma
and inactive, nonsecretory glands. The pills in current use no longer cause these
abnormalities.

Endomyometrial disorders. Including chronic endometritis, endometrial polyps, and
submucosal leiomyomas




BODY OF UTERUS.

Endometrial Hyperplasia

An excess of estrogen relative to progestin, if sufficiently prolonged or marked, can
induce exaggerated endometrial proliferation (hyperplasia), which is an important
precursor of endometrial carcinoma.




BODY OF UTERUS.

Endometrial Hyperplasia

Potential causes of estrogen excess include:
- Failure of ovulation (such as is seen in perimenopause)
- Prolonged administration of estrogenic steroids without counterbalancing progestin

- Estrogen producing ovarian lesions (such as polycystic ovary disease and granulosa-
theca cell tumors of the ovary)

- Obesity (as adipose tissue converts steroid precursors into estrogens)



BODY OF UTERUS.

Endometrial Hyperplasia

The risk of developing carcinoma is related to the presence of cellular atypia.

- Complex hyperplasia without cellular atypia carries a low risk (less than 5%) for
progression to endometrial carcinoma.

It is characterized by an increase in the number and size of the endometrial glands,
their close location and branching.




BODY OF UTERUS.

Endometrial Hyperplasia

- Complex hyperplasia with cellular atypia is associated with a much higher risk (20%
to 50%).

Has a great morphological similarity with a highly differentiated endometrioid
adenocarcinoma. Currently, with complex endometrial hyperplasia with atypia,
a hysterectomy is performed, only young women undergo trial therapy with
gestagens, followed by observation. In the absence of regression, the uterus
is usually removed.




BODY OF UTERUS.

Endometrial polyps

Endometrial polyps are formations of various sizes protruding into the uterine cavity.
They can be single or multiple, usually have a wide base (with a diameter of 0.5-3.0
cm), but sometimes they can be large and have a stalk. Polyps can be asymptomatic
or cause abnormal uterine bleeding (menstrual, menometrorrhagic, or postmenstrual)




BODY OF UTERUS.

ENDOMETRIOSIS

Endometriosis is defined by the presence of endometrial glands and stroma in a
location outside the endomyometrium.

It frequently is multifocal and often involves pelvic structures

- Ovaries

- Pouch of Douglas

- Uterine ligaments

- Fallopian tubes

- Rectovaginal septum.

Less frequently, distant areas of the peritoneal cavity or periumbilical tissues are
involved. Uncommonly, distant sites such as lymph nodes, lungs, and even heart,
skeletal muscle, or bone are affected.




BODY OF UTERUS.

ENDOMETRIOSIS

Endometriosis is of great clinical importance. It is often the cause of infertility,
dysmenorrhea, and pelvic pain syndrome.

Endometriosis usually affects: women of reproductive age, especially 20-40 years. The
incidence of endometriosis is ~ 10%.




BODY OF UTERUS.

ENDOMETRIOSIS

Three hypotheses have been put forth to explain the origin of these lesions.

The regurgitation theory - proposes that menstrual backflow through the fallopian
tubes leads to implantation.

The metaplastic theory - posits endometrial differentiation of coelomic epithelium
(from which endometrium originates) as the source.

These two theories cannot, however, explain lesions in the lymph nodes, skeletal
muscle, or lungs.

Hence, the vascular or lymphatic dissemination theory has been invoked to explain -
extrapelvic or intranodal implants. Metaplastic differentiation Lymphatic

of coelomic epithelium dissemination
/
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BODY OF UTERUS.

ENDOMETRIOSIS

Clinical signs. Symptoms are usually represented by severe dysmenorrhea, dyspareunia,
and pelvic pain due to bleeding in the pelvis and the formation of peritoneal adhesions.
Pain during bowel movements indicates involvement of the rectal wall, and dysuria is
the result of damage to the serous membrane of the bladder. Intestinal symptoms can
occur with lesions of the small intestine. Menstrual irregularities are often noted, and
30-40% of women with endometriosis suffer from infertility.




BODY OF UTERUS.

ADENOMYOSIS

Adenomyosis refers to the growth of the basal layer of the endometrium down into
the myometrium. Nests of endometrial stroma, glands, or both, are found deep in the
myometrium interposed between the muscle bundles. Marked adenomyosis may
produce menorrhagia, dysmenorrhea, and pelvic pain before the onset of
menstruation.
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BODY OF UTERUS.

Endometrial Carcinoma

Endometrial Carcinoma — In the United States and many other Western countries,
endometrial carcinoma is the most frequent cancer occurring in the female genital tract.
It generally appears between the ages of 55 and 65 years and is uncommon before age

40.




BODY OF UTERUS.

Endometrial Carcinoma

Endometrial carcinomas - comprise two distinct kinds of cancer: endometrioid
and serous carcinoma of the endometrium. These two types are histologically and
pathogenetically distinct. Endometrioid cancers arise in association with estrogen
excess and endometrial hyperplasia in perimenopausal women, whereas serous
cancers arise in the setting of endometrial atrophy in older postmenopausal women.




BODY OF UTERUS.

Endometrial Carcinoma

The endometrioid type accounts for 80% of cases of endometrial carcinomas. These
tumors are designated endometrioidbecause of their histologic similarity to normal
endometrial glands. Risk factors for this type of carcinoma include:

(1) obesity

(2) diabetes

(3) hypertension

(4) infertility

(5) exposure to unopposed estrogen.

Many of these risk factors result in increased

estrogenic stimulation of the endometrium and \
are associated with endometrial hyperplasia.




BODY OF UTERUS.

Endometrial Carcinoma

In fact, it is well recognized that prolonged estrogen replacement therapy and estrogen-
secreting ovarian tumors increase the risk of endometrioid type of endometrial
carcinoma.

Additionally, breast carcinoma (which also is estrogendependent) occurs in
women with endometrial cancer (and vice versa) more frequently than by
chance alone.




BODY OF UTERUS.

Endometrial Carcinoma

Macroscopically, endometrial carcinoma may have the form of limited formation or
polypoid diffuse tumor, affecting the entire surface of the endometrium.




BODY OF UTERUS.

Endometrial Carcinoma

Endometrioid carcinomas closely resemble normal endometrium and may be exophytic
or infiltrative. They include a range of histologic types, including those showing
mucinous, tubal (ciliated), and squamous (occasionally adenosquamous) differentiation.
Tumors originate in the mucosa and may infiltrate the myometrium and enter vascular
spaces. They may also metastasize to regional lymph nodes. Endometrioid carcinomas
are graded I to III, based on the degree of differentiation
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BODY OF UTERUS.

Endometrial Carcinoma

The serous type of endometrial carcinoma is much less common, accounting for roughly
15% of tumors. Nearly all cases have mutations in the TP53 tumor suppressor gene.
Serous carcinomas form small tufts and papillae, rather than the glands seen in
endometrioid carcinoma, and exhibit much greater cytologic atypia. They behave
aggressively and thus are by definition high-grade.




BODY OF UTERUS.

Endometrial Carcinoma

Endometrial carcinomas usually manifest with leukorrhea and irregular bleeding, often in
postmenopausal women. With progression, the uterus enlarges and may become

affixed to surrounding structures as the cancer infiltrates surrounding tissues.

These tumors usually are slow to metastasize, but if left untreated, eventually
disseminate to

regional nodes and more distant sites.

With therapy, the 5-year survival rate for early-stage carcinoma is 90%, but survival
drops precipitously in higher-stage tumors.




BODY OF UTERUS.

Leiomyoma

They are probably the most common type of neoplasm in women. These are benign
tumors from smooth muscle tissue, which can be either single or multiple (more often).

Tumors can be localized in the thickness of
the myometrium (intramural),

directly below the endometrium
(submucosal, or submucous) or

under the serous membrane of the uterus
(subserous).




BODY OF UTERUS.

Leiomyoma

On histologic examination, the tumors are characterized by bundles of smooth muscle
cells mimicking the appearance of normal myometrium. Foci of fibrosis, calcification, and
degenerative softening may be present.

Leiomyomas of the uterus often are asymptomatic, being discovered incidentally on
routine pelvic examination. The most frequent presenting sign is menorrhagia, with or
without metrorrhagia. Leiomyomas almost never transform into sarcomas, and the
presence of multiple lesions does not increase the risk of malignancy.
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BODY OF UTERUS.

Leiomyosarcoma

Leiomyosarcomas arise de novo from the mesenchymal cells of the myometrium, not
from preexisting leiomyomas. They are almost always solitary and most often occur in
postmenopausal women, in contradistinction to leiomyomas, which frequently are
multiple and usually arise premenopausally.




BODY OF UTERUS.

Leiomyosarcoma

Leiomyosarcomas typically take the form of soft, hemorrhagic, necrotic masses. The
histologic appearance varies widely, from tumors that closely resemble leiomyoma to

wildly anaplastic neoplasms. Those well-differentiated tumors that lie at the interface
between leiomyoma and leiomyosarcoma are sometimes designated smooth muscle
tumors of uncertain malignant potential; in such cases, only time will tell if the tumor’s

behavior is benign or malignant.




BODY OF UTERUS.

Leiomyosarcoma

The diagnostic features of overt leiomyosarcoma include tumor necrosis, cytologic
atypia, and mitotic activity. Since increased mitotic activity is sometimes seen in benign
smooth muscle tumors, particularly in young women, an assessment of all three
features is necessary to make a diagnosis of malignancy.

Recurrence after removal is common with these cancers, and many metastasize,
typically to the lungs, yielding a 5-year survival rate of about 40%.

The outlook with anaplastic tumors is less favorable than with well-differentiated
tumors.




. Egg implantation

Ectopic pregnancy
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SPECIMEN




WHO ovarian tumor classification
Tumors of the superficial epithelium and stroma
Serous tumors
Benign (cystadenoma)
Borderline (serous borderline tumor)
Malignant (serous adenocarcinoma)
Mucinous tumors of the endocervical and intestinal type
Benign (cystadenoma)
Borderline (mucinous borderline tumor)
Malignant (mucinous adenocarcinoma)

Endometrioid tumors

Benign (cystadenoma)
Borderline (endometrioid borderline tumor)



A typical serous tumor during
macroscopic examination has the
appearance of a cystic mass located
In the ovary tissue and having
fiorosed walls, on which papillary
growths of the epithelium are
 determined.

Benign tumors wusually have a
smooth shiny wall with no signs of
thickening of the epithelium or with
small papillary outgrowths. Border
tumors contain a large number of
papillary structures.




A large number of solid or papillary tumor

structures, the heterogeneity of the tumor
and the cohesion of the capsule with
surrounding tissues or its nodularity are
signs of malignancy. These signs are
characteristic of serous carcinoma of a high
degree of malignancy, which is
microscopically  distinguished by the
complex nature of growth and the
infiltration or complete thinning of the
underlying stroma.




Macroscopically mucinous tumors
differ from serous in several ways.
In mucinous tumors, the surface of
the ovary is rarely involved and
bilateral damage occurs. Mucinous
tumors usually have the appearance
of large cystic formations; the mass
of some reaches 25 kg.




On microscopic examination, these
tumors are multi-chamber cystic
formations filled with viscous
gelatinous contents rich in
glycoproteins.

In a histological examination, benign
mucinous tumors are characterized
by the presence of a lining of high
cylindrical epithelial cells without
cilia with apically located mucin,
resembling epithelium of the cervical
canal or intestine.
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It is believed that tumors with glandular or
\ f papillary growth patterns are the
. precursors of most cystadenocarcinomas.
In cystadenocarcinomas, areas of a solid
structure, signs of severe atypia of
epithelial cells and their
. pseudostratification, loss of glandular
 structures and necrosis zone are
Y determined. Cystadenocarcinomas are
similar in appearance to colon cancer.




BOJIESHW MOJIOYHbIX
XEJIES

OOBPOKAYECTBEHHBIE ANCIOPMOHAJIbHBIE BOJIE3HW. 311

©ones3Hn cocTaBnaloT OCHOBHYHIO rpynrny natoJiormh MOJ104HbIX
xXereas.

AucropmoHarnbHble 6051e3HN MOSIOYHbIX Xenes
1. PBPO3HO-KNCTO3HAA MacTonaTms

- HenponudoepatuBHasa popma

- nponudepartneHasa dopma
2. [lobpokavyeCTBEHHbIE OMYXOSIN MOJIOYHbIX Xenes

- bunbpoageHoma
- BHYTPMNPOTOKOBAasa nanunnoma



MOJ104YHaGA

300p0oBas
xenesa




 OUBPO3HO-KNCTO3HAA MacTonaTusa — sABNSIETCHA caMou
pacnpocTpaHeHHOW NaTosiorMen aToro opraHa. Hacrtora
nobpokayecTBEHHON AUCasnum B NONynsaumMm o4YeHb
Benuka. ['lo gaHHbIM HEKOTOPLIX aBTOPOB, Mpu
nccriegoBaHUM MOJIOYHbIX XKefe3 Y YyMepLUIMX OT pa3sHbIX
NPUYMH XeHWwmMH B 60—90 % cny4yaeB MOXXHO
OOHapPYXUTb pasnnyHble MMCTONTIOrMYECKNE NPU3HAKM
nobpokavyecTBEHHON AUCNNA3UN.



« PasnunyaloT HenponudpepaTUBHYO U NpofindepaTuBHYHO
dopMbl

* [lpwn HenponugpepamusHoU ghopme HabngarTCs
pa3pacTtaHne nbpo3HOMN TKaHU N KNCTO3HOE
pacLinMpeHne nPoToOKOB C POPMMPOBaAHNEM OOHOIO UMK
HEeCKOJbKUX Yy3110B, Yalle B O4HOU MOJIOYHOW Xenese.
IHorga y3anbl npeacrtaBneHbl rmannHU3npoBaHHOM
COeANHUTENBHOU TKaHbIO, OKpYyXKatoLlen atpodunyHbie
gonbku. [lpn aTton popme macTtonaTum pUCK pas3BUTUA
paKka HEBEUK.



* [IponugepamusHas popmMma xapakTepusyeTcs
nponudepaumen 4onbLKoBOro Unm NpoToKOBOro
ANUTENNA U MNOJANUTENNA, UHOTOA C
COApPYXeCTBEHHLIM pa3pacTaHUeM
coegnHUTENbHOU TKaHW. [1pn Hann4nm
nponudepaTuBHbLIX NPOLLECCOB PUCK pa3BUTUSA
paka nosbillaeTca B 2—5 pa3s, a Npu HEKOTOPbIX
BapmaHTax — B 14 pas.



o POubpoageHOMa MOJSIOHYHOW Xenesbl UMeeT BU[
NHKaNCcyrnmMpoBaHHOIo y3ria BOJIOKHUCTOrO CTPOEHUS.
MunKpoCKonNM4eCcKkn XxapaktepusyeTtcs nponudepaumnen
aNUTENMs BHYTPUAONBKOBLIX MPOTOKOB M paspactaHneM
coeaNHUTENbHOM TKaHW. Ecnn coegmnHunTenbHas TKaHb
OKpPY>XaeT NpoToKn, To bndbpoageHoOMYy Ha3bIBAKOT
nepuKaHanukyrnsapHomn, ecrnn BpacTtaeT B CTEHKY
NPOTOKOB — MHTPaKaHanukynspHon. dnbpoageHoma
o3nokadccrengetca B 18— 51 % cnyyaeB, ogHako
HEKOTOpble nccrnegoBaTenm BoobLle oTpuuaroT
BO3MOXXHOCTb 0O3J10Ka4eCTBINEHUA 3TOU OMyXOJSin.



punopoageHoma MOJI0HHOU
xXenesbl




dnbpoageHoma




dnbpoageHoma




 BHyTpunpoTokoBasa nanunsoma —
oobpokadYecTBeHHasi onyxorib,
XapaktepusyoLiaaca obpasoBaHUEM
COCOYKOBbIX BbIPOCTOB, NOKPbITbIX NPOTOKOBbLIM
anuTenuem, NMHorga conpoBOXKaatoLLasaCcs
KNCTO3HbIM pacLUMPEHNEM MPOTOKOB.
OOnHOYHbIE NaNUIIIOMbl HE UMEIOT TEHOEHUNN
K ManurHm3aumm, MHOXeCTBEHHbIE NanUoMbl
yBENMYMBALIOT PUCK pa3BUTUSA paka B 4—6 pas.

BHYTPUNPOTOKOBAA NAMUIIJIOMA
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OrnyXxomnn MOJIOYHbIX XKXEJIES




BHyTpunpoTokoBaa nanuinoma




« PAK MOJTOYHOW XXENE3bI. CocTtasnseT 1/4
BCEX CIy4yaeB paka y XeHuwmuH. Hanbonee
BblCOKa 3ab0neBaeMoCTb pakoM MOSTOYHOW
xenesbl B 40—60 ner.

* Puck pas3Butnga paka MONOYHOMN Xenesbl
Hanbonee BbICOK Y XXEHLLWUH C paHHEW MEHAPXOW
N No3gHeN MeHonays3oun, y HepoxasLimnx. K
doakTopam pucka OTHOCAT TakKke no3aHee
Ha4ano rnonoBoOW XM3HU, NO3QHME NMepBble Poabl
(mnocne 26 ner).



PAK MOJIOYHOW XKEJIE3bI
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CENTIMETERS




« HanpoTuB, paHHAA 6epeMeHHOCTb 1 POoabI,
MOJTHOLEHHOE KOPMIMEHNE rpyablo NPEeAOXPaHAOT
)KEHLLUMH OT pa3BUTUSA paka MONOYHOM eneabl (crneayer,
OQHaKO, MOMHWUTb, YTO NPV paHHen 6epeMeHHOCTH
3HA4YMUTENbHO NOBLILLAETCHA PUCK PA3BUTUS paKa LUENKM
maTkun). CyLLlecTBYeT MHEHMNE, YTO PUCK Pa3BUTUSA paka
MOJIOYHOW »Kenes3bl NOBbILLAETCS NMPU KOPMIEHUN TPYabHo
bonee roga, Nnocne NnepeHeceHHbIX NOCepPOa0BbIX
MacCTUTOB, TPABM MOJIOYHOM Xeneabl, 04HaKO 3TO
MHEHWe nogaepXnBaeTcsl He BCEMU UccriegoBaTeENAMM.



 [loBbIlLIeHa YacToTa paka MOMNOYHOMN Xenesbl Y
XXEHLLMH C OXXUPEHNEM. YCTaHOBIEHO, YTO B
opraHu3mMe TY4YHbIX XEHLUWH npespaLleHne
9HOOreHHbIX aHOPOreHoB (aHApocTeHamorna) B
acTpuon npoucxoaut B 15—20 pas bbicTpee,
yeM Yy xXyAdbiX. Takas ke 3aKOHOMEPHOCTb
OTMEeYaeTcs Npu NPUeEMe XXNPHOU MULLIN.



* [1lpn pake MONOYHOW Xene3bl BeNnuka posb
HacneacTBeHHOCTU. BepoAaTHOCTb
Pa3BUTUA paKka MOJIOYHOU Xenes3bl y
XeHLWwmHbl coctaBnseTt 30—50 %, ecnn y
ee MmaTepu U1 CECTPbI aHanornvHbIn pak
pPa3BUIICA 40 HACTyNMeHUa MeHonaysbl.
[1pn pake, pa3BuBLUEMCA B
NOCTMEeHoNnay3e, Takon 3aBMCUMOCTU HET.



* AHanma oakTopoOB pUCKa Pa3BUTUA paKa
MOJIOYHOW Xene3bl Noka3biBaeT X CXO0ACTBO C
doakTopamMn pmucka paka Teria MaTku, 4YTo
YKa3blBaeT Ha poSib FOPMOHaSIbHbIX HAPYLLUEHUN,
rmaBHbIM 0bpa3omMm — Ha aucbanaHc
acTporeHoB. OCHOBHbIMU NpeapakoBbIMU
3aboneBaHUsMU ABNAIOTCA ONMUCAHHbIE BblLLE
NobpokayecTBEHHbIE N3BMEHEHUS MOJTOYHOW

XKeJle3bl.



Knaccudmkauyus.

Pak mornoyHou xene3bl

1. Makpockonu4yeckue popmbl
- y3nosowu

- ONPPY3HbLIN

- pak cocka u cockoBoro nong (bonesHs lNenxeta)
2. ['ncronornyeckne oopmol

- HEeMHMUNbTPUPYIOLLMA pak
BHYTPWUAOOSbKOBLIN
BHYTPUMNPOTOKOBbLIN

- MHQUNbTPUPYIOLLUA paK -
oone3Hb NemxkeTa



Makpockonu4yecku pasnunyaroT 3 GopMbl paka MONMOYHOW XKerfe3bl:
1) yanosown; 2) andopysHein; 3) pak cocka U COCKOBOIO MOJis
(bonesHb lNemxkeTa).

Y3noBow pak BcTpeyaeTcs Hanbornee 4acto, xapakTepusyeTcs
HanM4mMeM MroTHbIX, XXENTOBaTO-CepPbIX, UM MATKUX, HarnoMu-
HalOLWWLMX KACTY Y3MOB C OYrpUCTbIMU CTEHKaMN U OOMbLUNM KOSnye-
CTBOM HEKPOTU3NPOBAaHHbIX TKaHel Oyporo LBeTa.

OndodpysHbIN pak UMeeT BU KEeNTOBATO-CEPLIX TAXKEWN,
NPOHU3bIBAOLWMX MOJIOYHYIO Xenedy. MoXeT conpoBoXaaTbCs
BbIpa)XEHHbIM OTEKOM U runepemMmnento B HEKOTOPBLIX criyvasx
MOJIOYHAaA Xefne3a YMEHbLUAEeTCs, CTAHOBUTCS NSIOTHOW U
ByrpmncTton, Kak 6bl NOKPLITON NaHUMpPeM (NnaHumpHasa doopma).



* [lo ructonorn4ecKkomy CTpoeHuro BbliAensoT: 1) HeMHPUBTPU-PYIOLLINK
pak, 2) MHUNbTpUpYyOWMin pak, 3) bonesHob lNegxeTa.

*  HenHunbTpupyrowmnm pak MOXeT ObiTb BHYTPU-40STIbKOBbLIM U
BHYTPUNPOTOKOBLIM. OTCYTCTBME MHBA3MBHOIO pocTa No3BONseT
KITMHMLMCTaM OTHECTU 3TOT pakK K paHHUM. Halle Bcero gaHHy doopmy
paka BbISBMAKT NPU TMMCTONOrMYeCKOM UccregoBaHNM TKaHN MOSTOYHON
Xenesbl, yaganeHHon no noBoay AobpokavyecTBEHHbIX 3aboneBaHun.

 BHyTPUAOONbLKOBbLIW pakK MOXeT
ObITb CONMMOHBLIM UMK XXENE3UCTbIM.



BHYTPMNPOTOKOBLIN pakK
HenHdpuneTpmpyrowmmn pak
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[IpOoTOKOBbLIN pakK
NHPUNbTpUpyoLwmmn pak




* MITHpUNbTPUPYIOLUA paK pa3BMBaETCA C
Ha4vasrioM MHBa3nM BHYTPUMNPOTOKOBOIO U
BHYTPUOONBLKOBOro paka. [ ucronornyeckas
knaccundkaums BO3 BbigensaeTt 6onee 10
BapuaHTOB MHUNbTPUPYHIOLLLETO paka
MOJTOYHOW kene3bl, OCHOBHbIMU Cpean KOTOPbIX
ABMAOTCA I/IHd;)I/IJ'IprI/IperLLI,I/II/I MPOTOKOBbLIV U
MHPUNBLTPUPYIOLLMKA OONbKOBbLIN PaK.
OTHOCUTENBHO YaCcTO BCTPEYAOTCA CNU3NCTLIN,
MeOynnApHbIN, TYOYNAPHLIA pak.



MHOUNbTPUPYHOLWWUA pak

(komegokapunHomMa 1N MyLMHO3Has KapunHoma)




* bonesHb Negxeta — ocobas rmcrtonornyeckasi pa3sHOBUAHOCTb
paka, npu KOTOPOM B aNMOepPMMNCE COCKa M BbIBOAHbLIX NPOTOKaxX
«MOJOYHOM XKerne3bl ObHapYXXMBaKTCHA KPYMNHbIE KNETKU C
bnegHookpalleHHon umtonnadmon. bonesHb lNempkeTa 0ObIYHO
COYEeTaeTCcs C NPOTOKOBLIM PAKOM, PEOKO — C AO0NbKOBbLIM.

* Pak mono4yHom enesbl, Kak NpaBuUIio, XapakTepusyeTca OYpHbIM
Te4yeHnem, aHaMmHe3

3aboneBaHns 06bIYHO HE NPEBbILLAET
nonyroga. lHorga pacnpocTpaHeHHbIE
MeTacTa3sbl pa3BUBaKOTCA NMPU pake
anameTpom meHee 1 cm.




bones3Hb [legxeTa




* [lepBble MeTacTa3sbl paka MOJIOYHOW Xene3abl
numdgoreHHble. OCHOBHOM MyTb JIMMJOOTTOKa — B
noaMblLLEeYHblIe NMMMdaTU4eCcKue y3nbl, 3aTem
nopakatoTcs NoAKMtoYnYHbIe, HagKMIOYNYHbIE, pexe —
LenHble y3nbl. HacTo nopa)katoTca nognonaTtoyHble
nMmMmaartunyeckue y3snol. 13 BHyTPeHHNX KBaOpaHTOB
MOMOYHOM Xere3bl YaCcTb NMMQbI NOCTYNaEeT B
CpeaoCTEHME B OKOSIOrPyaAUHHbIE Y3nbl.

« [‘emaTtoreHHble MeTacTasbl B nerkne Habniogarotca y
60—70 % 6onbHbIX. B 30—40 % nopaxatTca neyYeHs u
KOCTW.



« JleyeHume. [1pn pake MONOYHOU Xere3bl NPOBOAAT
KOMOWHUPOBAHHOE NIEYEHUE, XUPYPINYECKNI METOA
coyeTaeTcs C XMMWUO-, NTy4eEBOU U TOPMOHaSIbHOW
Tepanuen. [yt nMMdoreHHoro metactasmpo-BaHug
onpenensioT LWMPOKMA 00bEM paduKanbHOM onepaumnm
— yaaneHue MOoMnoYHOU Xenes3bl BMecTe ¢ 60MbLLION U
Manow rpygHsIMn MbillLamMuy, NOAMbILLEYHOM,
noasionaTovyHOU U NOAKNKYNYHOU KneTyaTkou. [pu

paHHUX popmax paka NPUMEHSIIOT bornee LaasLine one-
pauun.



* [lporHo3. 3aBucuT OT CTaaun paka, ero
MCTOJTIONNMYECKOro BapmaHTa U CTEMEHU
O PEPEHLNPOBKMN ONYXONn, MO3TOMY
pe3yrnbTaTbl MOPJONOrM4ecKkoro nccriegoBaHus
BO MHOIOM OnNpeaenstoT TakTUKY NeyvyeHns
BonbHbIX. BaXXHbIM NPOrHOCTUYECKUM
NPU3HAKOM SBMAETCS Hann4ne B TKaHW Onyxosu
peLenTopoB K acTporeHam. Onyxosnu, co-
OepXaline Takme peuenTtopbl, MeHee
arpeccuBHbl 1 XOPOLLO nogaatoTcsa
rOpMOHanbHOMY NEYEHUIO.



* [lpn paHHEM pake 5-NeTHASA BbKMBAEMOCTb
coctasngeTt 90— 98 %. Npun Hannynn
MeTacTa30B NPOrHo3 pes3ko yxyawaertca (5-net-
HAA Bbl)XMBaeMOCTb OT 22 A0 63 %).

e [1n4a paka MOJIOYHOW XeNne3bl O4eHb XapaKTepHb
no3gHue peunauebl U metacTtasbl. VIHorga
oTaasieHHble MeTacTasbl NPOABNAITCA Yepes
MHOro NeT nocne pagukanbHOro yganeHus
onyxonu. ['NauneHToB HeNb34A cUYUTaTL
Bbl3J0OpPOBEBLUMMU B TeveHne 15—20 ner.



