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Abstract. Introduction. According to the International Federation of Gynecology and Obstetrics (FIGO)
classification placenta percreta is the most severe form of placenta accreta spectrum (PAS) which is character-
ized by placental invasion through the entire myometrium and possible involvement of extrauterine tissues.
The disease is associated with prior cesarean sections and placenta previa. This paper presents a clinical
case of placenta percreta. The diagnosis was made based on ultrasound and MRI and confirmed intraopera-
tively. Histological examination revealed thinning of the uterine segment, fibrosis of the posterior wall of
the bladder, and adhesions between the uterus and the bladder. We aimed to compare clinical, instrumental,
and histological data and intraoperative imaging.

Materials and methods. Histological study was performed on paraffin sections (H&E and Mallory stain-
ing). We studied immunohistochemistry of cytotrophoblasts and syncytiotrophoblasts with antibodies to
cytokeratin-8.

Results. MRI and ultrasound examination showed placental invasion extending beyond the serous lining
of the uterus and involving the posterior wall of the bladder. At 37 weeks, elective cesarean section and
surgical excision of the uterine wall with invaded villi were performed. Histological study revealed invasive
cytotrophoblasts in the uterine wall and fibrous bladder wall. Involvement of the bladder wall was due to
adhesions and the development of fibrosis.

Conclusion. Trophoblast and villous invasion did not extend beyond the uterus. Placenta percreta can be
supposed to be one of the forms of pelvic adhesive diseases.
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Placenta percreta: yranieHTapHasEt BOPCMHYATAsA MHBA3US
VIV BAPUAHT CIIaeYHOM 60me3Hn?
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Pe3tome. Bsedenue. B coorBeTcTBUU C Kiaccudukanuein MexxayHapoaHoi genepanun akymepoB U TU-
nekosoros (FIGO) placenta percreta siBnsercs HanOosee TsKenol GOpMON MpHpaIIeHUs TUIaleHTH
U XapaKTepU3yeTcsl ee MHBa3KUel uepe3 BCI0 CTEHKY MAaTKH ¢ BO3MOXKHBIM BOBJICUEHUEM OKPY>KAIOLIUX
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TKaHel. JlaHHOe COCTOSHUE aCCOLMUPOBAHO € IIPEIIECTBYOLIMM KECAPEBbIM CEUEHUEM U IIPEIJICKAHUEM
TaneHTH!. [IpencTapneH KMMHUYECKUI CiTydail mpopacTaHus IUTaneHThl. [{narHo3 OblI MocTaBiieH Ha Oc-
HoBaHUU AaHHBIX Y3U 1 MPT u noaTBep XIeH HHTpaonepanoHHO. IIpu rucTOI0rnYecKoM HCCIeJOBaHUH
BBISIBJICHBI HICTOHYEHHE CETMEHTa MaTKu, GUOPO3 M HAIMYUE CIIACK MEX/Y MAaTKOH U MOYEBBIM ITy3bIPEM.
Ilenp uccienoBanus — CONOCTABICHUE KIMHUYECKUX, HHCTPYMEHTAJIBHBIX JaHHBIX, UHTPAOIEpalMOHHON
KAapTUHBI ¥ JTaHHBIX THCTOJOTMYECKOI0 UCCIIEA0BAHU.

Mamepuanvt u memoowt. ['ucTonorndeckoe UCcCieI0BaHKue POBEICHO Ha Napa(uHOBBIX cpe3ax (reMaToKCH-
JIMH ¥ D031H, OKpacka 1o Maiopu). IMMYHOTHCTOXMMHUYECKOE HCCIIEIOBaHHUE IIUTO- U CUHIIUTHOTPO(O-
0r1acTa OCYIIECTBISUIN C IPUMEHEHHEM aHTHUTEN K IUTOKepaTHHY-8.

Pesynomamur. Jlanasie MPT n Y3U noka3any MHBa3WI0 BOPCUH TUIAIICHTHI, BRIXOISILYIO 32 IPEIENbI ce-
PO3HOI 000JIOYKM MaTKK W 3aTParkBarollyo 3aJHIOI0 CTEHKY MOYeBOro my3bips. [lnaHoBoe oneparnBHOe
ponopaspelieHe ObUIO BBIOIHEHO Ha cpoke 37 Heaenb. [IpoBeneHo Xupypruieckoe uCceueHHe CTeHKU
MATKH C MHBAa3UPOBAHHBIMHM BOPCUHAMH ILIALEHTHI. ] MICTOIOrMYECKOE NCCIIE0BAaHUE BBISIBUIIO HHBA3UBHBIE
KJIETKH IIUTOTPO(OOIACTA B CTEHKE MAaTKU ¥ UOPO3 CTEHKU MOYEBOTO My3bIps. [IpopacTaHiie u BOBIeueHHE
CTEHKH MOYEBOTO ITy3bIpsi IPOU3OIILIN 33 CYET CIaeK U pa3BUTHs puOpo3a.

3axnmiouenue. Tpodobnact 1 MHBa3UsI BOPCUH HE PaCIpOCTPAHSIINCh 3a npe/iesbl Marku. [1o HaleMy MHEHH!O,
placenta percreta MoxeT OBbITh OJJHUM U3 BAPHAHTOB CIIACYHOW OOJIE3HH OPTraHOB MAJIOTO Ta3a.

KoaioueBble ciioBa: KecapeBo ceueHue, pyoell Ha MaTKe, 3a)KUBJICHHE CTEHKH MaTKH, CIIEKTP IPHPOCIIeit
TUTAIeHTHI, placenta percreta, MHBa3Us
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Introduction

The term “placenta accreta” was coined in the 20th
century, when scientists F.C. Irving and A F. Hertig defined
it as “abnormal partial or complete attachment of the pla-
centa to the wall of the uterus” [1]. Abnormal attachment
and invasion of placenta villi manifest in their inability to
separate from the wall of the uterus.

According to the FIGO (The International Federation
of Gynecology and Obstetrics) classification, there are
3 major categories of placenta accreta spectrum (PAS)
disorders according to the degree of invasiveness and
local tissue destruction. Grade 1 is abnormally adher-
ent placenta (pl. accreta) when villi adhere directly to
the myometrium without the decidual interface. Grade
2 implies abnormally invasive placentation (pl. increta)
when villi invade the myometrium. Grade 3 is abnormally
invasive placentation (pl. percreta) when villi invade the
full thickness of the uterine wall either to the serosa or
beyond it. Grade 3 is subcategorized into grade 3a, where
trophoblasts and placental villi are limited to and include
the uterine serosa; grade 3b with placental invasion into
the urinary bladder; and grade 3¢, when placental villi
invade other pelvic tissues [2]. PAS is a dangerous com-
plication of pregnancy that is associated with a high risk
of massive blood loss and increases maternal morbidity
and mortality.
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In recent years, the rate of PAS has grown significantly
from 1 in 1,200 [3] through 1 in 250 to 1 in 500 world-
wide [4—6]. Observational studies in the United States
reported the rate of 1 to 272 in 2016 [7]. The most thor-
oughly studied and proven factor leading to an increased
PAS incidence is the number of previous cesarean sections
(CSs) [2]. “Risk factors for PAS were 3%, 11%, 40%, 61%,
and 67% for the first, second, third, fourth, and fifth CSs,
respectively” [5]. Uterine scar dehiscence represents an
incomplete disruption of the uterine wall at the site of previ-
ous cesarean delivery and typically occurs within the an-
terior lower uterine segment overlying the bladder [8—12].

Risk factors for PAS include a patient’s history of
multiple uterine surgeries (myomectomy, hysteroscopy,
curettage), uterine artery embolization, placenta previa,
PAS [10], and metabolic disorders [11-12]. These risk
factors can initiate inflammation and lead to incomplete
regeneration of damaged tissues in the future [4].

Case report
Patient O., 37 years old, was admitted to the Department
of Perinatal Pregnancy at Vidnovsky Perinatal Center in
2022 to receive therapy for prolonging pregnancy. On ad-
mission, she was at 33 weeks and 2 days of gestation.
The pregnant woman gave her consent to participate in
a biomedical study (in compliance with the Declaration of
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Helsinki) and publish pictures and personal information in
this case report. The research was approved by the Local
Bioethics Committee (protocol No. 231 dated 28.08.2023).

Parity and history of present illness

The patient had 5 pregnancies in total. In 2007, the
first healthy baby (a girl, 2,900 grams) was delivered af-
ter spontaneous labor at 38 weeks. In 2012, the second
healthy baby (a boy, 2,690 grams) was born after urgent
spontaneous delivery. In 2013, the patient delivered the
third healthy baby (a boy, 4,200 grams) at 38 weeks. The
patient underwent an emergency CS due to a narrow pelvis.
In 2020, the woman had the fourth pregnancy complicated
by severe preeclampsia. The patient underwent operative
vaginal delivery at 35 weeks and gave birth to a healthy
girl (2,600 grams).

The last pregnancy was natural. The woman had a sin-
gleton pregnancy complicated by. placenta previa. The fe-
tus was in the cephalic position. Ultrasound examination
showed the patient to have placenta villi invaded the uterine
scar and the bladder wall after previous CSs. The uterine
scar was unstable and accompanied by the formation of a
uterine hernia-like prolapse.

The first trimester was uncomplicated. Ultrasound exa-
mination at 13 weeks and 6 days visualized chorionic villi
position on the uterine scar niche. No markers of preec-
lampsia were identified. Ultrasound examination at 19
weeks and 6 days showed a 1.6-mm myometrium in the
area of the uterine scar dehiscence and revealed placenta
previa.

At 33 weeks, the patient was admitted to hospital be-
cause of elevated risk of premature labor. Having been hos-
pitalized, the patient had an ultrasound examination and

A

Fig. 1. Ultrasound signs of placenta percreta.

MRI done. Ultrasound examination was performed using
a transabdominal and transvaginal device (MEDISON
ACCUVIX A30-RUS 2014, Korea) and an ultrasound di-
agnostic device (Samsung-Medison WS80A-RUS 2019,
Korea). The retroplacental myometrium was 158x133 mm
large. Aberrant vessels penetrated the serosa of the blad-
der (Fig. 1). The placenta had diffuse thickening of up to
46 mm and was located along the anterior wall, its lower
edge overlapping the area of the internal os. High risk of
placental invasion into the bladder was detected.

MRI was performed with MAGNETOM Verio (Siemens
AG, Erlangen, Germany) with the power of 3T clinical im-
aging and standard surface coils. Scanning was performed
according to the routine protocol [13—14]. We received T2-
weighted images obtained in three mutually perpendicular
planes, a slice thickness being 3—4 mm and the field of view
being 32-42 cm; T2-weighted images with signal suppres-
sion from adipose tissue in the axial plane; T1-weighted im-
ages in sagittal and axial planes; T1-weighted images with
suppression of MR signal intensity from adipose tissue in
any plane; and diffusion-weighted images. The results were
interpreted with a unified scoring system MAPI-RADS
(Morbidly Adherent Placenta Imaging Reporting and Data
System) [15] (Fig. 2A-C).

Ultrasound examination and MRI detected changes
associated with neoangio- and vasculogenesis including
large retroplacental blood vessels in combination with local
thinning of the uterine wall in its anterior area adjacent to
the bladder and hernia-like protrusion of the uterine wall,
or “uterine window” (Fig. 2A—C).

MRI revealed placenta percreta of class 5 (according to
MAPI-RADS). Considering the depth of the placental inva-
sion and the high risk of intraoperative massive blood loss,

A — protrusion of the placenta beyond the uterine wall, absence of retroplacental myometrium, B — aberrant vessels located

perpendicular to the wall of the bladder
Puc. 1. Ynerpa3ByKoBbIe IpH3HAKHU placenta percreta.

A — pacripocTpaHeHHe IDIANeHTHI 32 CTeHKY MaTKH, OTCYTCTBHE PETPOINIAI[EHTAPHOTO MHOMETpHsI, B — abeppaHTHBIE coCy/IbI
PacIONIOKEHBI EPICHANKYIISIPHO CTEHKE MOYCBOTO ITy3bIPs
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a planned abdominal delivery was performed at 37 weeks
of pregnancy using proprietary technique, which involves
combining homeostatic tourniquets and a Zhukovsky dou-
ble-balloon obstetric catheter (Fig. 3A-D) [16]. (Further
description of the improved methodology of organ pre-
serving operations was given in the article “A method of
surgical delivery of patients with placenta ingrowth in the
uterine scar” [16].)

A midline laparotomy and CS in the area of the uterine
fundus were performed. A healthy full-term baby with the
Apgar score of 7-8 points was removed from the uterine
cavity (a boy; 3,890 g; 51 cm). There was no separation
of the placenta. Both the uterus and the bladder were
sewed up in two rows each with separate vicryl sutures.
Intraoperative blood loss was 1,547 ml. The patient had two
1,000-ml doses of autoplasma transfused. Intraoperatively,
1,281 ml of blood were collected and 336 ml of autologous
red blood cells were reinfused.

We did CS under epidural anesthesia with subsequent
transition to endotracheal anesthesia at the stage of metro-
plasty. Midline laparotomy having been performed, a seg-
ment of the thinned myometrium was sent to the laboratory
for further examination. Local prolapse of the uterine wall
(200%200 mm) with a pronounced vascular network was
visualized (Fig. 3 A, B). The first tourniquet was applied
above the uterine hernia-like prolapse in the area of the
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Fig. 2. MRI T2WI in the Cor, Sag, and Ax planes.
A—C — the zone of deep placenta increta. Placenta
percreta spreads beyond the serous membrane of the
uterus involving the posterior wall of the bladder
(arrows)

Puc. 2. MPT T2VI B mockoctu Cor, Sag, AX.
A—C — 30Ha riry0okoro BpactaHus mianenTsl. Ha MPT
N300paKeHUH OIIPEIENACTCS PAaCIPOCTPAHEHUE
IUTALCHTHI 32 TIPE/IeIIbl CEPO3HON 000IOYKH MATKH
C BOBJICUCHUEM 3a/IHEH CTEHKH MOUYEBOTO ITy3bIPs
(cmpenxu)

trigone. The mobilization of the bladder was difficult due
to placental invasion and severe tissue fibrosis. Below the
uterine prolapse, the second uterine tourniquet was placed
to grasp the bladder in the area of the trigone. The uterine
hernia-like prolapse with an area of placental invasion was
excised. Sixty millimeters of the posterior wall of the blad-
der were resected (Fig. 3 C). The postoperative period was
uncomplicated and lasted 7 days.

The extracted placenta with myometrium fragments
attached to it were sent for further examination (Fig. 3 D).

Gross examination

Without membranes and the umbilical cord, the pla-
centa weighed 420 g and was 18x14x2.5 cm large. At the
edge, where the myometrium was attached to the maternal
surface of the placenta, it was 6040 mm and its thick-
ness varied from 15 mm to less than 1 mm at the serous
uterine layer. Adjacent to the removed uterine wall, there
was a grayish area similar to the mucous membrane of the
bladder.

Histological examination

For histological examination, the samples of myomet-
rium and placenta were fixed in 10% buffered formalin
(#60-001/S, BioVitrum LLC, Russia). The samples were
washed, dehydrated, and embedded in Histomix Extra
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Fig. 3. Proprietary surgical technique for PAS. Intraoperative view.
A — intraoperative view of a hernia-like prolapse of the uterine wall. B — The first tourniquet was placed over the area of
invaded placental villi into the uterine scar in the fundus area. C — the bladder was mobilized up to the border of the healthy
tissue. The site of placental villi invaded into the myometrium was excised between two tourniquets, then bladder resection was
performed. Note that there was no bleeding between tourniquets. D — maternal surface of the placenta with attached myometrium
zone (placental villi invaded into the myometrium), as well as a resected area of the bladder (yellow arrow shows the posterior
wall of the bladder; black arrow shows the mucous layer of the bladder)

Puc. 3. ABTopckas MeToIuKa XUpyprideckoro JieueHus PAS. MHTpaonepaunoHHbII BUA.
A — MUHTPAOIIEPALIMOHHBII BUJ I'PbDKENIOA0OHOTO BHIIITYMBAHHS CTEHKM MaTKH. B — IepBbIil TYpHUKET HAIOXKEH Ha 00/1acTh
WHBAa3UH BOPCHH IUIALEHTHI B pyOell B oOnactu tHa MaTku. C — MOYEBOIl My3bIpb MOOMIIN30BAH 0 I'PAHMUIIBI 30POBBIX TKAHEH.
YuacTok BHEIPECHHS BOPCHH IUIAIICHTH B MHOMETPHI HCCEUSH MEXY JBYMS HAJIOKCHHBIMU TYPHHUKETAMH; BBIIIOJHEHA
pe3eKuust MO4eBoro my3sipsi. O6paraer Ha ceOs BHUMaHHE OTCYTCTBUE MEXKAY TYPHHKETaMH KPOBOTCUCHHS.
D — MaTepHHCKast IOBEPXHOCTh IUIALICHTHI C IIPUKPETUICHHON 30HONH MHOMETPHs (BOPCHHBI IIJTALICHTHI BHEAPSIOTCS
B MHOMETpHI), pe3eLIMPOBaHHBIN y4aCTOK MOYEBOTO Iy3bIPs (drcenmas cmpenka yKa3blBaeT Ha 3a/IHIOK0 CTEHKY MOYEBOIO
My3BIPS; YepHas CMpeiKa YKa3blBaeT Ha CIU3UCTYI0 000JI0UKY MOYEBOTO ITy3bIPs)
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paraffin (#10342, BioVitrum LLC, Russia) after 24 hours
of fixation. The 4-pm thick paraffin slides were prepared
with a rotary microtome (Sakura, Japan), deparaffinized
and rehydrated in a graded ethanol series, washed in wa-
ter, and stained with hematoxylin and eosin (#07-006,
BioVitrum LLC, Russia) and Mallory trichrome kit (#21-
036, BioVitrum LLC, Russia). Then they were dehydrated
and placed in Vitrogel (#12-005, BioVitrum LLC, Russia)
for further microscopic examination.

Immunohistochemical study

The sections from the paraffin blocks were mounted
on lysine-coated glass slides (Menzel-Gléser Polysine®,
Thermo Scientific, USA) and rehydrated. Then they un-
derwent heat-induced antigen retrieval in citrate solution
(pH 6.0) and were blocked (1h at RT in 10% goat serum
+ 0.1% Tween-20 in Tris-buffered saline) and incubated
overnight at 4°C with primary antibodies specifically in-
teracting with the antigen on the section. Finally, they
were washed with a phosphate buffer. We found the pro-
ducts of interaction of primary antibodies with the antigen
using the horseradish peroxidase conjugate specifically
bound to secondary anti-species antibodies. We used
Novolink™ Polymer Reagent Kit (Leica Biosystems,
Germany) to detect bound primary antibodies (#RE7150,
Leica, UK), counter-staining with Mayer’s hematoxylin
solution (BioVitrum LLC, Russia, article No. 05-002/S),
dehydration in a graded ethanol series, and mounting with
Vitrogel (BioVitrum LLC, Russia, article No. 05-002/S).
An aqueous solution of 3.3-diaminobenzidine tetrahydro-
chloride was used to stain the product of immunohisto-
chemical reactions.

To detect epithelial cells, we carried out an immuno-
histochemical study with primary mouse monoclonal an-
tibody to cytokeratin 8 (cat# DB098-RTU, DB Biotech,
Kosice, Slovakia). The presence of brown staining cells
indicated positive immunohistochemical reaction. To check
for negative immunohistochemical reaction, the sections
were subjected to standard immunohistochemical proce-
dure without being incubated with primary antibodies. We
performed microscopic examination using the Leica micro-
scope system which consists of Leica DM2500 microscope,
Leica DFC290 video camera image microscopy, analysis
software, and Image Scope M (Leica, Germany).

On histological examination, we determined that the
lower uterine segment was thinned to the serous coat of
the uterus and had invaded villi and an uneven layer of
borderline fibrinoid. In the decidual lamina, there were vast
deposits of fibrinoid and few decidual cells (Fig. 4). In the
myometrium of uteroplacental area, we found multiple villi
with dystrophic changes, including the loss of basophilia
of nuclei coated in fibrinoid (“villi — shadows”), with cy-
totrophoblast remnants (Fig. 4-5). Mature intermediate
villi dominated in the villous tree and corresponded to the
gestational age.

We revealed a moderate local lymphoid infiltration and
vasculitis (signs of chronic cystitis) in the bladder wall
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and observed small foci of squamous metaplasia in the
transitional epithelium. We also detected separate muscle
bundles, edematous serous membrane with local microvas-
cular thrombosis and/or adjacent retroplacental hematoma
zone, and a large retrochorial hematoma reaching the serous
uterine membrane (Fig. 4-5).

On immunohistochemical examination with primary
antibody to cytokeratin-8, we detected invasive cyto-
tropoblast cells in the uterine wall located up to the sub-
serosal layer, including those reaching the adventitia of
the walls of subserosal vessels (Fig. 5 A, B), as well as
multinucleated giant cells (Fig. 5 C). Multinucleated giant
cells are known to be associated with invasion cessation
because in normal pregnancy, they are located at the bor-
der of invasion [17].

We also found large deposits of fibrinoid in the utero-
placental region. The fibrinoid is known to be a combined
product of coagulation of plasma proteins and tropho-
blastic secretion [18]. We detected an increased amount
of fibrinoid, multiple hemorrhages, and damaged areas in
the uteroplacental region, which significantly damaged
the normal structure of the myometrium [19]. In addition,
multiple placental villi were found to be covered with fetal
fibrinoid, and trophoblast cells were CK+. Trophoblast cells
were the only ones to survive in the uterine wall.

Discussion

The obtained results question how invasive placenta-
tion should be interpreted according to the latest FIGO
classification. Ultrasound and intraoperative data have
shown close interactions between the wall of the uterus
and the bladder. Histological examination did not confirm
the presence of trophoblast cells and placental villi in the
bladder wall or the parametrium, but showed fibrosis of
the wall. We assume that it is not placenta percreta but
it is the formation of adhesions between the uterine wall
and the bladder. The wall of the bladder was attached
to the wall of the uterus with connective tissue that has
proliferated, which may be considered a form of pelvic
adhesive disease. The structures smaller than 1 mm are
thought to be visualized on weekly ultrasound examina-
tion and MRI. Visual examination methods are not likely
to determine the thinned layer of the myometrium, and
a false impression is created that the placental villi ex-
tend beyond the uterine wall. Should these lesions be
classified as a controversial form of placenta percreta?
Or should this form be left as a clinical one for diag-
nosis using instrumental methods (ultrasound and MRI)
in order to assess surgical complexity and the risks of
bleeding? Ultrasound and MRI data allow one to evaluate
not only the depth of placental invasion into the myo-
metrium, but also how much blood vessels of the utero-
placental area and the pelvis are involved and adhesions
and collaterals between organs form. The operation with
two tourniquets and Zhukovsky double-balloon obstet-
ric catheter may be used at different depths of placental
invasion.
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Fig. 4.

Puc. 4.

82

Histological examination of the uteroplacental region.

A —uteroplacental region with the attached bladder wall, B — The mucous membrane of the bladder is lined with transitional
epithelium, C — the lumen of the vessel (arrows). D, E — the area where the bladder wall attaches to the thinned uteroplacental
segment; the area of fibrosis is visible. A-C — H&E stain, xX50. D, E — Mallory staining: smooth muscle cells (purple), connective
tissue (blue), x50

I'ucronornyeckoe UCCleI0BaHNE MaTOYHO-IIIAllEHTapHON 00IacTH.

A — MaToYHO-IUIAlIEHTapHast 00J1aCTh C IPUKPETUICHHON CTEHKOH MOYEBOTO Iy3bIps, B — ciusucTas 060104Ka MOYEBOTO
y3bIpsI BEICTIIAHA JIUTENINEM NepexoqHoro tuma, C — mpocBeT cocyaa otMedeH cmpenkamu. D, E — 06nacTs npukperieHust
CTEHKH MOUYEBOTO ITy3bIPsI K HCTOHYEHHOMY MaTOYHO-TUIALCHTAPHOMY CETMEHTY, BUJICH y9acTok (¢pudpo3a. A—C — okpacka
TeMaTOKCHIMHOM 1 303uHOM, X50. D, E — okpacka mo Masiopu: riaKOMBIIIEYHbIe KIETKH ObUTH (PHOIECTOBBIMH,
COeMHUTENIbHAS TKaHb — cuHel, x50
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Fig. 5. Immunohistochemical staining with primary antibodies to cytokeratin-8 (CKS).
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ok}
S

D

A — uteroplacental region with the attached bladder wall. Invasive trophoblast at the border between the uterus and the bladder
(arrow, brown), x50. B — preserved placental villi and trophoblast cells in a fibrinoid in the uterine wall (brown staining), (the
area in the square in Fig. A), x200. C — CK8+ trophoblast cells and multinucleated cells in the vascular wall of the myometrium,

(the area in the circle in Fig. A), x400

Puc. 5. IMMyHOTMCTOXMMHUYECKOE OKPAIIMBAaHKE C HCIIOIb30BAHUEM NIEPBHYHBIX aHTUTEI K IuToKepartiHy-8 (CK8)

A — MaTo4HO-IIAIICHTapHAast 00JIACTh C BOBJICYCHHOM 3a/THEH CTEHKOI MOYeBOro Mmy3bipsi. THBa3uBHBIN TpodobiacT Ha TpaHuIe
MAaTKH ¥ MOYEBOTO ITy3bIps (OTMEUEH crmpenkoll; OKpallleH B KOPUIHEBEIH 1BeT), X50. B — coxpaHuBIIHECs BOPCHHBI IITAIIEHTEI
U KJIeTku Tpoobnacta, 3aMypoBaHHbIe B GHOPHHOM, B CTCHKE MaTKH (KOPHYHEBOE OKpalInBaHKe) (OTMEUYCHO KBAAPAaTOM Ha
puc. A), x200; C — kietku Tpododiacra CK8+ 1 MHOTOsIIepHBIE KIIETKH B CTEHKE cocyna (OTMEYeHO KpyroM Ha puc. A), X400

Conclusion

Pathologists should use an integrated approach taking
into account the findings of visual diagnostic methods (ul-
trasound and MRI), intraoperative view, and histological
data. This case report showed a new comprehensive ap-
proach to morphological verification of PAS. Such clinical
cases should be thoroughly analyzed to be considered in the
future when making amendments to the FIGO classification.
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Mudopmanus 06 aBTopax

Haranbs BukropoBHa HuzsieBa — JOKTOp MEIMIIMHCKUX HAyK, 3aBeAyrolIas jaboparopueii naronoruu penpoaykuun HUW mopdonorun
genoBeka nM. akal. A.Il. Amsiaa PHIIX mM. akaxn. B.B. Ilerposckoro.

Wnbsic AnexcanapoBuy KyaMkoB — KaHANRAAT MEIMIMHCKUX HAYK, 3aBEAYIOIINH aKylIepCKUM OTIEIEHUEM IaTOIOM MU OepEMEHHOCTH
BuaHOBCKOTO EpHHATAIBHOTO LICHTPA.

Tamapa HukomnaeBna benoycoBa — kanauaaT MeAULIMHCKUX HayK, ITIABHBIN Bpad BHIHOBCKOTO mepruHATaIbHOTO LIEHTPA.

Kcennst AnekcanapoBHa ApTreMbeBa — KaHIUIAT MEAUIUHCKNX HAYK, CTapIINil HayYHbIH COTPYIHHK JJaOOpaTOPHUH ITAaTOJIOTUH PETIPOYKIIUH
HUWU mopdonorun uenoseka um. akana. A.Il. Apusina PHIIX um. akan. B.B. IlerpoBckoro.

Amnnpeii [TerpoBrud MuitoBaHOB — JOKTOp MEMIIMHCKUX HayK, MPpodeccop, INIaBHbIH HayYHbIH COTPYIHUK JJaOOpaTOPUH NATOJIOTMU PENPOLYKIIHN
HUU mopdomnorun yenoseka uM. akaji. A.Il. Asusina PHIIX um. akazn. b.B. ITerpoBckoro.

Haranus BopucoBHa THxoHOBa — KaHAUAAT OMOJIOTMYECKUX HAyK, CTAPLIMI HAYUYHBIH COTPYIHHK JIAGOPATOPUH MATOJIOTHH PETIPOAYKIIUH
HIU mopdonorun genoseka uM. akaj. A.Il. Asmeiaa PHIIX um. akan. B.B. Ilerposckoro.

Tarpsina BacunbeBHa DoknHa — KaHIUIAT MEAUIIMHCKUX HAYK, CTAPIINI HAYYHBIH COTPYIHUK JIAOOPATOPHUH NMATOJIOTUH PEIIPOLYKIIHH
HIU mopdonorun genoseka uM. akan. A.Il. Asmeiaa PHI[X um. akan. B.B. Ilerposckoro.

Exarepuna PomanoBHa MUIIIOTHHA — Bpad aKyIIEPCKOTO OT/IEJICHHS MaTOJIOTHU OepeMEHHOCTH BHIHOBCKOrO NepUHATAIBHOTO LIEHTPA.

Exarepuna lropesna bopoBkoBa — JOKTOp MEANIIMHCKIX HAyK, JOIEHT, Ipodeccop kadeaps! akymepcTBa 1 THHEKOIOTHH
PHUMY um. H.U. ITuporosa.

I/IpI/IHa AHGKC&HI{pOBHa Teiinuc — 3aBeayromas OTACICHUEM aHTEHATaJIbHON OXpaHbI I104a U HepHHaTaJ'[LHOﬁ JAHUArHOCTUKH BHI{HOBCKO]"O
TICpUHATAJIBHOTO LICHTPA.

10nus OnyapnosHa Jlo6poxoToBa — TOKTOp MEJMIIMHCKUX HayK, Ipodeccop, 3aBeayrommas kadeapoit aKylepcTsa i THHEKOIOT U
PHUMY unm. H.M. ITuporosa.

Jlronmuna MuxaiinoBHa MuxaseBa — TOKTOp MEJULIMHCKUX HayK, Ipodeccop, wieH-koppecnonaeHT PAH, aupekrop, 3aBeayromas
nadoparopueii ximHIYeckoi Mopgonorun HUU mopdonorun yenoseka uM. akax. A.I1. Apnpiaa PHIIX um. akan. B.B. ITerpockoro.
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