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Application of immunohistochemical markers in diagnostics of
various histological types of pleomorphic adenomas of the salivary
glands

INFORMATION ABSTRACT

Received/Hapitiiia 1o pefakitii: ~ Summary. The morphological verification of tumors as a diagnostic
12.11.2019 p. method has been the basis for establishing the final diagnosis for a long
time. According to various data, the accuracy of the diagnosis ranges
from 80-85 %, depending on the type of tumor (benign or malignant)
and its differentiation. With the introduction of immunohistochemical
studies for the final diagnosis of tumors, the percentage of verified
tumors has increased significantly.

The aim of the study - determination of peculiarities of pathogenesis
of various histological types of pleomorphic adenomas of the salivary
glands applying the methods of immunohistochemical diagnostics.
Materials and Methods. The study was conducted based on the
excisional biopsies of the pleomorphic adenomas of the salivary glands in
28 patients. The immunohistochemistry analyses were performed with
Monoclonal Mouse Anti-Epstein Barr Virus, Polyclonal Rabbit Antibody
p16, Monoclonal Rabbit Anti-Human Estrogen Receptor (ER), and the
Mouse Anti-Human Progesterone Receptor (PR), PLAG1 (pleomorphic
adenoma gene 1) Monoclonal Antibody.

Results and Discussion. The results of the conducted study of the
own surgical material show that the structure of histological types of
pleomorphic adenomas of the salivary glands is as follows: mesenchymal
15 (53.57 %), epithelial-mesenchymal - 10 (35.47 %), epithelial — 3
(10.71 %). The mesenchymal and epithelial-mesenchymal types of
histological structure of pleomorphic adenomas of the salivary glands
are characterized by the similar immunohistochemical peculiarities
(Plagl - positive response in tumor cells of both histological types in
100 % of cases; HPV 16 — 73.33 % and 80.0 % respectively and EBV —
33.33 % and 30.0 % respectively). The epithelial type of structure of the
pleomorphic adenomas of the salivary glands is characterized by slightly
different immunohistochemical pattern: Plagl — positive response in
tumor cells in 66.66 % of cases; HPV 16 — also in 66.66 % of cases. The
mesenchymal and epithelial-mesenchymal types of histological structure
of pleomorphic adenomas of the salivary glands are characterized by
more frequent invasion of HPV 16 and EBV.

Conclusions. The mesenchymal and epithelial-mesenchymal types of
histological structure of pleomorphic adenomas of the salivary glands
are characterized by more frequent invasion of HPV 16 and EBV.

Key words: salivary gland
tumors; immunohistochemistry;
human papillomavirus; histolo-
gical types of pleomorphic
adenomas.
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Introduction. The morphological verification
of tumors as a diagnostic method has been the ba-
sis for establishing the final diagnosis for a long
time. According to various data, the accuracy of
the diagnosis ranges from 80-85 %, depending on
the type of tumor (benign or malignant) and its
differentiation [1]. There are many morphological
signs of different types of tumors. However, some
tumors have a clear morphology, while others are
characterized by a fairly pronounced morpholog-
ical polymorphism (histological diversity of the
structure) [2].

Among the latter, salivary gland tumors are a
typical example. According to numerous sources,
their frequency ranges from 1 to 5 % of all head
and neck cancers. The most common tumor of the
salivary glands is pleomorphic adenoma, which
occurs in 61-90 % of cases and most often affects
the parotid salivary gland. The peculiarity of its
clinical progression is a significant percentage of
relapse (from 1 to 50 %, according to various au-
thors), which is associated with several factors: a
predominance of the myxoid component in the
tumor structure, a difference in the thickness of
the capsule, together with the ability of the tumor
to attach to the capsule, individual tumor nodes
being “immured” within the capsule, a “viability”
of the tumor cells, and multifocal growth [3].

The presence of various histological types of
pleomorphic adenomas of the salivary glands
has been listed by various authors as from 2 to
4 types of PA. Nowadays in pathohistology, all
pleomorphic adenomas (PA) are divided into two
types — mesenchymal and epithelial. This is the
first classification and most scientists use it. How-
ever, some other scientists write that there are 3
types of pleomorphic adenomas (mesenchymal,
epithelial, and combined). This is the second clas-
sification. There is a further classification and an
opiion of scientists where they write about 4 types
of pleomorphic adenomas (PA) — mesenchymal,
epithelial, combined, and myoepithelial - this
is the third classification. What does it mean by
myoepithelial? It means that there is a situation
where the myoepithelial components dominate
more than 50 % of the sample tissues. Four types
of PA are the maximum known at this time. This
third classification has existed for 14 years and it
was developed in 2005 by Huskova O.N.

In this current study, the researchers have fo-
cused on the three classifications of PA, namely:
1) mesenchymal and epithelial; 2) mesenchymal,
epithelial and combined; and 3) mesenchymal,
epithelial, combined, and myoepithelial. These
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classifications of PA may complicate the morpho-
logical verifications and the differentiations of the
tumor, which will then require the additional use
of modern methods for a histological diagnosis
confirmation [4].

With the introduction of immunohistochemical
studies for the final diagnosis of tumors, the per-
centage of verified tumors has increased signifi-
cantly. There is now an opportunity to determine
not only the tumor type, but also its subtype and
its differentiation, and then plan the chemother-
apy for the malignant neoplasms [5]. The use of
an immunohistochemical study for pleomorphic
adenomas has revealed an expression among
the different groups of viruses (HPV type 16 and
EBV), ER (estrogen), and the PR (progesterone) re-
ceptors, as well as the diagnostic marker PLAG1
[6, 7, 8]. Thus, the use of these markers will iden-
tify possible etiological influences (factors) in the
development of pleomorphic adenoma of the sali-
vary glands, not only as a whole, but also depend-
ing on their type of structure (mesenchymal, epi-
thelial, combined, myoepithelial) and increase the
percentage of verification of this type of tumor.

Despite the large number of scientific works
devoted to the study of various aspects of the
pleomorphic adenomas, in particular, their his-
tological characteristics and their immunohisto-
chemical markers, there are no papers related to
the study of the peculiarities of pathogenesis of
various histological types of pleomorphic adeno-
mas of the salivary glands. Thus, the aim of our
study is to determine the peculiarities of patho-
genesis of various histological types of pleomor-
phic adenomas of the salivary glands applying the
methods of immunohistochemical diagnostics.

Materials and Methods. The histological
typing of the salivary gland tumors was performed
using routine staining with hematoxylin and
eosin, and immunohistochemistry. The study was
conducted based on the excisional biopsies of the
pleomorphic adenomas of the salivary glands in
28 patients. For the study, a 10x10 tumor of up to 4
mm in thickness was collected from the removed
parotid and the submandibular salivary glands.
The cut tumor pieces were inserted into cassettes,
then placed into the cassette holder, which was
moved to a fixation container with 10 % formalin
buffered with pH 7.4 for 16 hours. The material
was condensed in paraffin using a Histos-5
histoprocessor (Milestone, Italy), according to
the program for surgical material — 4 mm. After
completing the paraffin-condensing program, the
cassettes were removed from the paraffin block of
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the histoprocessor and moved to the filling station
of the HESTION TEC-2800 Embedding Center,
where they were filled with molten paraffin.
This was followed by freezing in the refrigerator
module of the HESTION TEC-2800 Cryo Console.
From the obtained paraffin blocks, histological
sections were made of 5 microns thick using a
Microm HM 325 (Thermo Scientific, Germany)
microtome. The sections were stained with
hematoxylin and eosin for the histopathological
examinations of the tumor, the morphometry,
and for the calculations of the volume of viable
tumor tissue.

The immunohistochemistry was performed
with PLAG1 Monoclonal Antibody (MO02) clone
3B7, China; Monoclonal Mouse Anti-Epstein Barr
Virus LMP Clones CS. 1-4 (Dako IS 753, Denmark);
Polyclonal Rabbit Antibody pl16 (CDKN2A)
(Thermo Scientific PAL. 16662); Monoclonal
Rabbit Anti-Human Estrogen Receptor a Clone
SPI (Dako IS 151, Denmark); Mouse Anti-Human
Progesterone Receptor Clone PgR 636 (Dako IR068,
Denmark); with the use of an EnVision TM FLEX
detection system, Dako, Denmark. The antigen
masking was carried out in a citrate buffer of
pH 6.0 at 95 °C. The obtained histological tissue

samples were studied and photographed using
an OLYMPUS CX 41 microscope with a Quick
PHOTO MICRO 2.3 camera and software under
standardized conditions. The tissue samples with
a definite positive reactivity were used for the
positive control, and for the negative control, the
procedure without the use of primary antibodies
was performed.

Statystical analysis. The evaluation of inter-
group frequency dependence (indicate the groups
— mesenchymal, epithelial, combined histological
types of pleomorphic adenomas of salivary
glands) was performed by means of x2 test ("chi-
squared test") [9].

Results and Discussion. In order to calculate
the distribution of the patients with a different
histological structure of the pleomorphic
adenomas, the researchers used the classification
as proposed by O. Huskova (2005). Thus, depending
on the histological structure, there were 4 types
of pleomorphic adenomas, according to this
classification: mesenchymal, epithelial, combined
(the same number of mesenchymal and epithelial
components), and myoepithelial. However, those
patients with a myoepithelial type of pleomorphic
adenoma were not identified in this current study.

Table 1. Immunohistochemical indices of the mesenchymal type of pleomorphic adenoma of the salivary glands (n
=15, 53.57 %)

Mesenchymal type of pleomorphic adenoma Absolute quantity Relativ(e q)uantity
%
1.ER 1 6.66
2.PR 2 13.33
3.EBV 5 33.33
4.HPV16 11 73.33
5.PLAG1 15 100
Total number of examined patients with a mesenchymal type of 15 100
pleomorphic adenoma

* When calculating, the researchers took into account that one patient had several positive immunohistochemical indices

at once.

The immunohistochemical analyses of the
mesenchymal type of pleomorphic adenomas of
the salivary glands showed that most patients had
positive reactions to HPV type 16 and EBV, being
11 (73.33 %) and 5 (33.33 %) patients, respectively.
Positive reactions to ER and PR were expressed in
only 2 patients and made up 1 (6.66 %) and 2 (13.33
%) patients, respectively. All of the patients had
positive reactions to PLAG1 - 15 (100%) (Fig.1,2).

The immunohistochemical analyses of the
combined (mesenchymal and epithelial) type of
pleomorphic adenomas of the salivary glands

ISSN 2311-9624. KaaixiuHa cromaToJioris. 2020. Ne 1

showed that most patients had positive reactions
to HPV type 16 and EBV, being 8 (80 %) and 3 (30 %)
patients, respectively. Positive reactions to ER and
PR were expressed in only 2 patients and they
amounted to 1 (10 %) and 1 (10 %), respectively.
All of the patients had positive reactions to PLAG1
—10 (100 %) (Fig.3,4).

The immunohistochemical analyses of the
epithelial type of pleomorphic adenoma of the
salivary glands showed that 2 of the patients had
positive reactions to HPV type 16 and PLAG1, 2
(66.66 %) and 2 (66.66 %) patients, respectively.
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Fig. 1. Photo of a histological tissue sample of
pleomorphic adenoma of the parotid salivary gland
(mesenchymal histological type) of patient R., 48 years
old. Magnification x. 200. Strong positive nuclear-
cytoplasmic immunohistochemical reaction to HPV

type 16.

Xipypriusa cToMaToJIOTisz

-4 " Wi ol -~
: - " 'i Av
= - > !M.Z‘
- "
D‘ -, \ - 4
B " 2 -
s - " p
. EY N
) & & »
p >
- o
73 *» " s 2
|
» S
‘e & 37, 3
" : L] .
“ ¥ »

Fig. 2. Photo of a histological tissue sample of
pleomorphic adenoma of the parotid salivary gland
(mesenchymal histological type) of patient R., 48
years old. Magnification x 200. Weak positive nuclear-
cytoplasmic immunohistochemical reaction to EBV
(indicated by an arrow).

Table 2. Immunohistochemical indices of the combined (mesenchymal and epithelial) type of pleomorphic
adenoma of the salivary glands (n = 10, 35.71 %).

Combined (mesenchymal and epithelial) type of pleomorphic Absolute quantity Relative quantity
adenoma (%)
ER 1 10
PR 1 10
EBV 3 30
HPV 16 8 80
PLAG1 10 100
Total number of examined patients with the combined 10 100
(mesenchymal and epithelial) type of pleomorphic adenoma

* When calculating, the researchers took into account that one patient had several positive immunohistochemical indices
at once.

FW ‘ N
Fig. 3. Photo of a histological tissue sample of
pleomorphic adenoma of the parotid salivary gland
(mesenchymal and epithelial histological type)
of patient P., 23 years old. Magnification x 200.
Moderately positive nuclear immunohistochemical
reaction to ER (estrogen receptor) (indicated by an
arrow).

x . - J =
Fig. 4. Photo of a histological tissue sample of
pleomorphic adenoma of the parotid salivary gland
(mesenchymal and epithelial histological type)
of patient P., 23 years old. Magnification x 200.
Moderately positive nuclear immunohistochemical
reaction to PR (progesterone receptor) (indicated by an
arrow).
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Table 3. Immunohistochemical indices of the epithelial type of pleomorphic adenoma of the salivary glands
(n=3,10.71 %)

Epithelial type of pleomorphic adenoma Absolute quantity Relativ? o_[)uantity

%
ER - -
PR - -
EBV - -

HPV 16 2 66.66

PLAG1 2 66.66

Total number of examined patients with the epithelial type of 3 100
pleomorphic adenoma

* When calculating, the researchers took into account that one patient had several positive immunohistochemical indices

at once.
* The indicator was negative in one patient!

The reactions to ER and PR, and to the Epstein-
Barr virus, were negative (Fig. 5,6).

Since the statistical significance has not been
achieved (between groups - mesenchymal,

Fig. 5. Photo of a histological tissue sample of
pleomorphic adenoma of the parotid salivary gland
(epithelial histological type) of patient G., 36 years
old. Magnification x 200. Strong positive nuclear-
cytoplasmic immunohistochemical reaction to HPV16
(indicated by an arrow).

The immunohistochemical analysis of the
removed tumor material remains one of the
most important methods of final diagnosis for the
biopsy material, along with the pathohistological
examination [10]. This method is most often used
for the verification of malignant neoplasms and for
a further selection of the targeted chemotherapy.
The importance of immunohistochemistry in the
diagnosis of benign tumors is also beyond doubt.
The ability for malignancy and the relapse of
some of them, like the pleomorphic adenomas
of the salivary glands, prompt a search for more

ISSN 2311-9624. KirimiuHa croMaToJorisd. 2020. Ne 1

epithelial, combined histological types of
pleomorphic adenomas of salivary glands), we
made a conclusion that there is no dependence
between the groups.
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Fig. 6. Photo of a histological tissue sample of
pleomorphic adenoma of the parotid salivary gland
(epithelial histological type) of patient G., 36 years
old. Magnification x 200. Strong positive nuclear-
cytoplasmic immunohistochemical reaction to PLAG1
(indicated by an arrow).

modern and targeted immunohistochemical
tumor markers [11].

It is well-known that chromosomal
translocations in control points 8ql2, 3p21,
and 12q13-15, which correspond to the PLAGI,
b-catenin 8, and HMGIC9 genes, are one of the
factors for the development of pleomorphic
adenoma [12]. PLAG1 is currently the main and
most reliable immunohistochemical marker that
is used to confirm the diagnosis of pleomorphic
adenoma of the salivary glands.



PLAG1 (pleomorphic adenoma gene 1) is a
proto-oncogene, which according to some reports,
occurs in 93 % of cases of pleomorphic adenomas,
and in 94 % of cases with a relapse of pleomorphic
adenoma. It is expressed in the epithelial cells, but
it is more frequently found in the myoepithelial
cells. It plays a certain role in embryogenesis and
fetal development and it reduces its expression
during morphosis. In addition to pleomorphic
adenomas, the PLAG1 expression has also been
described in lipoblastomas, hepatoblastomas,
leiomyomas, leiomyosarcomas, and in some cases
of acute myeloid leukemia. The PLAG1 protein
enhances the expression of several gene growth
factors, not only significantly contributing to the
tumor genes, but also in suppressing the genes
that inhibit cell proliferation. Therefore, PLAG1
may play a double role in tumor formations, and
this has been confirmed in various studies of
benign tumors and low-differentiated carcinomas
[6].

The influence of viral infections on tumor
development is already well known. Most of
them play a significant role in the etiology of both
benign and malignant tumors. Among the most
prominentviral agents are human papillomavirus,
Epstein—-Barr, cytomegalovirus, hepatitis B,
hepatitis C, and various types of herpesvirus.
Human papillomavirus, cytomegalovirus, and
the herpes simplex virus play a significant role in
the development of cervical cancer [13]. Human
papillomavirus causes the development of various
typesof oropharyngeal, hypo-and nasopharyngeal
carcinomas, as well as non-melanoma skin cancer.
Hepatitis B, Hepatitis C, and Kaposi’s sarcoma-
associated herpesviruses are involved in the
development of various types of hepatocellular
carcinomas [14]. The Epstein-Barr virus, in most
cases, causes the development of the majority
of lymphocyte-associated tumors, in particular,
lymphoma [15]. In addition, the relationship
between some viruses (retrovirus is activated by
Kaposi’s sarcoma-associated herpesvirus and the
Epstein-Barr virus) and their ability to mutually
activate and enhance each other’s activity,
thereby, promoting the development of tumors
with subsequent carcinogenesis [16].

In the literary sources, there has been a long-
time discussion about the importance of the
influence of certain types of hormones on tumor
genesis. Thus, among the main ones are androgen,
estrogen, and progesterone — hormones that
act through specific receptors and that play an
important role in the growth and the development
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of several tumors, including breast, endometrial,
and prostate carcinoma [8]. (Actis A.B., 2005)
indicated a certain connection and a similarity of
the histopathological types between the tumors of
the salivary glands, the breast, and the prostate
tumors. Thus, the structure of pleomorphic
adenoma is very similar to a mucocellular tumor
of the breast gland [17].

An analysis of the literary sources shows that
the determinations of the immunohistochemical
indices are performed by most scientists only
for the tumor itself (pleomorphic adenoma of
the salivary gland), without distributing them
to the histological types and characterizing each
of them separately [6, 7, 8]. Thus, according to
O. Huskova’s classification (2005), 4 types of
pleomorphic adenomas of the salivary glands
are distinguished according to the histological
structure: mesenchymal, epithelial, combined,
and myoepithelial [18]. According to the current
study’s research, the distributions among 28
patients with pleomorphic adenomas of the
salivary glands by histological types were as
follows: mesenchymal - 15 (53.57 %), epithelial - 3
(10.71 %), combined - 10 (35.71 %), myoepithelial
- not observed.

The immunohistochemical studies conducted
during this study determined the expressions
of five major markers of pleomorphic adenoma
by histological type: estrogen (ER), progesterone
(PR), human papilloma virus type 16 (HPV),
Epstein-Barr virus (EBV), and PLAG1. At the same
time, the highest percentages of expression of
the immunohistochemical markers were mostly
characteristic of the mesenchymal and the
combined (mesenchymal and epithelial) types.
The following parameters were characteristics for
the mesenchymal type of pleomorphic adenoma
of the salivary gland: ER -1 (6.66 %), PR -2 (13.33
%), HPV type 16 — 11 (73.33 %), EBV - 5 (33.33 %),
and PLAG1 - 15 (100 %). For the combined type of
pleomorphic adenoma of the salivary gland, the
characteristics were the following parameters: ER
-1 (10 %), PR - 1 (10 %), HPV type 16 — 8 (80 %),
EBV -3 (30 %), and PLAG1 - 10 (100 %).

Hence, it can be stated that there is a certain
dependence and dynamics of expression among
the immunohistochemical indices for various
histological types of pleomorphic adenoma of the
salivary glands. While the PLAG1 marker was
positive in almost all of the patients, the increased
expression of HPV type 16 and EBV once again
emphasized the viral tumor developmental
pattern for the mesenchymal and the combined
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(mesenchymal and epithelial) histological types
of pleomorphic adenomas. This was while the
relatively low ER and PR parameters indicated
a low endocrine dependence and an ability to
further influence the tumor growth, but only in
some cases.

Conclusions. The results of the conducted study
ofthe ownsurgical material show thatthe structure
of histological types of pleomorphic adenomas of
the salivary glands is as follows: mesenchymal 15
(53.57 %), epithelial-mesenchymal - 10 (35.47 %),
epithelial — 3 (10.71 %).

The mesenchymal and epithelial-mesenchymal
types of histological structure of pleomorphic
adenomas of the salivary glands are characterized
by the similar immunohistochemical peculiarities
(Plagl - positive response in tumor cells of both
histological types in 100% of cases; HPV 16 -
73.33 % and 80.0 % respectively and EBV -33.33 %

The epithelial type of structure of the
pleomorphic adenomas of the salivary
glands is characterized by slightly different
immunohistochemical pattern: Plagl - positive
response in tumor cells in 66.66 % of cases; HPV
16 - also in 66.66 % of cases.

The mesenchymal and epithelial-mesenchymal
types of histological structure of pleomorphic
adenomas of the salivary glands are characterized
by more frequent invasion of HPV 16 and EBV.

The data obtained indicate that there
are no statistically significant pairs of
immunohistochemical indices among the 3

histological types of pleomorphic adenoma.
Funding. This research did not receive any
specific grant from funding agencies in the public,
commercial, or not-for-profit sectors.
Conflicts of Interest: authors have no conflict of
interest to declare.

and 30.0 % respectively).
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HarioHaIbHUM MeIUUHUU yHiBepcuTeT iMeHi O. O. Boromosbilg, M. KuiB!
HarioHayspHUM iHCTUTYT Paky, M. Kuis?

3acTocyBaHHs IMyHOriCTOXIMIiYHUX MapKepiB B AiarHOCTHUIII pi3HUX
riCTOJIOTIYHUX THUIIIB IUIEOMOPPHUX aJleHOM CIMHHUX 3aJ103

Pesrome. MopdoJioriuna Bepudikallia IIyxXJIMH, SK MeTO[ AiarHOCTUKH, 3aJHIIAETHCI B)Ke TPUBAJIUN dac
OCHOBHUM /IJI1 BCTAaHOBJIEHHSI 3aKJIIOUHOTO /liarHO3y. TOUHICTh BCTAHOBJIEHHS [IiaTHO3Y 3a Pi3HUMH JaHU-
MU CKJIajiae BiJt 80-85 % 3as1e>KHO BiJf BUY IIYXJIMHU (JOOPOSIKICHA YU 3JI0KICHA) Ta CTyIleH 1i fudepeHIyi-
I0BaHH4. 3 YIIPOBA/PKEeHHIM IMyHOIICTOXIMIUHUAX AOCII/PKEHD /I 3aK/II0YHOI [iarHOCTUKH HOBOYTBOPEHb,
BiZICOTOK BepUQiKaIii IyxX/JITUH 3HaYHO ITiIBUIITUBC.

MeTa JOCITiIKEeHHS — BUSHAUUTH 0COOJIMBOCTI ITaTOTeHe3y Pi3HUX IiCTOJIOTIYHUX TUIIIB IIJIeOMOPHUX afie-
HOM CJIMHHUX 3aJ103 IIIJIZXOM 3aCTOCYBaHH MeTO/IB IMyHOTiCTOXIMIYHOI 1arHOCTUKH.

Marepianu i MmeToau. /loc/Ti>KeHHS ITPOBeIeHO Ha MaTepiasi eKcITU3iHUX 6iomciit ;06posiKicHUX HOBO-
YTBOpPEeHb CIMHHUX 3a/103 (I1IeoMOpHHUX afeHoM) y 28 maliieHTiB. IMyHoricTOXiMiUHe [OCIipKeHHS IIPOo-
BOJWUIM 3 MOHOKJIOHQJIbHUM aHTHUTIJIOM MU IIPOTH JIIOAWHU AHTI-EnnmreiiHa-bapp-Bipyc; 3 MOHOKJIO-
HaJIbHUM aHTUTIIIOM KpOJIs IIPOTH JIJUHU p16; 3 MOHOK/JIOHAJIbHUM aHTHUTIIOM KpPOJIS IIPOTH JIIOLUHU
EP (ecTporeH); 3 MOHOKJIOHAJILHUM aHTUTLIOM MHUIII IIPOTH JIOAUHU IIP (IIporecTepoH); MOHOKJIOHAJIbHUM
a”TuTizioMm Iliar 1 (reH rreoMopdHoI ageHoMU Ne 1).

Pe3yjbTaTH JOCIIiHKEHDb Ta iX 00roBopeHHsI. Pe3ybTaTH IIPOBEJIEHUX [OCIiPKeHDb BJIACHOTO OIlepariiii-
HOTO MaTepiajyly CBifuaTh, IIJ0 CTPYKTypa TiCTOJOTIYHUX THUIIB IIZIEOMOPQHUX afleHOM C/JIMHHHUX 3aJI03 €
HaCTyIIHOK: Me3eHXiManbHUM 15 (53,57 %), Me3eHXiManbHO-eniTemianbHUN — 10 (35,47 %), emiTesmiaTbHUN
-3 (10,71 %). [ly11 Me3eHXiMaJIbHOTO Ta Me3eHXiMaIbHO-eIliTesIiaIbHOI0 THUIIIB TiCTOJIOTIYHOI OYZ0BH ILIEO-
MOpPQHUX aleHOM CJIMHHUX 3aJ103 XapaKTepHi Mofi6Hi iMmyHoricToxiMiuHi ocobsmBocTi (Plagl — peakiiis 11o-
3UTHBHA B IIyXJIMHHUX KJIITHHAaX 060X TicTosorivHux Trumax y 100 % Bumazakis; HPV 16 — BifgroBigHo 73,33
Ta 80,0 % Ta EBV - BigmosizHO vy 33,33 1 30,0 % BUNafKiB). [JId emiTesiaJIbHOTO TUITY 0y{0BU ILZIEOMOPOHUX
aJleHOM CJIMHHUX 3aJI03 XapaKTepHa Jlelllo iHIlla iMyHoricroxiMiuHa kapTuHa: Plagl — peakIijisa B MyXJIMHHUX
KJIITUHAaX II03UTUBHA Y 66,66 % BunankiB; HPV 16 — TakoxX y 66,66 % BHUIIaJKiB.

BuCHOBKH. Me3eHXiMaJIbHUU Ta Me3eHXiMaJIbHO-eIliTeliaTbHUN TUIIU TiCTOJIOTIYHOI 6Y0BU ILIEOMOPd-
HUX aJleHOM CJIMHHUX 337103 XapaKTepU3YIThCA OLIBII YaCTUM ypakKeHHs BipycaMH IaIliIOMHU JIIOAUHU
16 Tumny Ta EnmmreriHa-bapp.

KiIro4oBi ci1oBa: IyXJIMHU CIMHHUX 3aJ103; IMYHOTICTOXiMid; Bipyc aMmisIoMH JIFOAWHY; TiCTOJIOTIYHI TUIIH
1eOMOPQHUX aJeHOM.
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Xipypriusa cToMaToJIOTisz

©B. A. Mastanuyk!, H. C. Bpogenkuii!, M. C. KporeBuu?

HanroHaJIbHBIU MeIUITMHCKUY YHUBEPCUTET UMeHU A. A. BoroMmoJib1ia, r. Kues!
HarpoHabHBINM UHCTUTYT Paka, . Kues?

HpI/IMEHEHHe HMMYHOTI'HCTOXHMHYECKHX MApPKEPOB B JTHATHOCTHKE
Pa3/IHYHBIX THCTO/IOTHYE€CKHUX THUIIOB l'IJIeOMop(l)HBIX aJl€eHOM
C/IIOHHBIX JKeJIe3

Pe3rome. Mopdostornueckass BepupUKaIius OIyXoJiel, KaK MeTOJ, TUarHOCTHUKH, OCTAeTCs y>Ke JI0JIT0e Bpe-
MsI OCHOBHBIM [IJI1 YCTAHOBJIEHUS OKOHYATEIbHOI0 AUarHo3a. TOUHOCTh II0OCTAaHOBKU MarHosa I10 pasHbIM
IaHHBIM cocTaBiisieT OT 80-85 % B 3aBUCHMOCTH OT BHJa OITyXOJIHU (06poKauecTBeHHAsI WU 3JI0KaUeCTBEH-
Has) U cTeneHU ee 1uddepeHIIUPOBKU. C BHEApeHHUEM HMMYHOTMCTOXUMUUECKUX UCCIe0BAaHUM [JIS 3aKJIIO-
YUTeJIbHOM TUarHOCTUKH HOBOOOPa30BaHUM, IPOIIEHT BepUPUKAITUH OITyX0JIel 3HaUNTEIHFHO IIOBBICUJICS.
Ilens mccaesoBaHHSA — OIIPeJeJUTh OCOOEHHOCTH IIaTOTeHe3a pPAas3IMYHBIX THCTOJIOTHUYECKHUX THUIIOB
1eOMOPQHBIX aJIeHOM CJIIOHHBIX JKeJle3 ITyTeM IIPUMeHeHUsI MeTOJ0B UMMYHOTHUCTOXUMHUYECKOH TUarHoc-
THUKHU.

Martepuanpl M MeTOAbl. lcciaefoBaHMe IIPOBeJEHO HAa MaTepuasle 39KCIIU3HUOHHBIX OHOIICHUHA
I06poKaueCcTBEHHBIX HOBOOOPA30BAaHUM CIIOHHBIX JKeJe3 (ILIEOMOPOHBIX afieHOM) y 28 IallieHTOB. M-
MYHOTUCTOXMMHUYECKOe UCC/IeJ0BaHMe IIPOBOAMIN C MOHOKJIOHaJIbHBIM MUIIIMHBIM aHTHUTEJIOM IIPOTHB
yejioBeKa AHTU-IIIIITelHa-bapp- BUPYC; ¢ MOHOKJIOHAJIbHBIM KPOJIUYbUM aHTUTEJIOM IIPOTUB YesloBeKa
P16; ¢ MOHOKJIOHa/JIbHBIM KPOJIUYbUM aHTUTEJIOM IIPOTHUB 4desioBeKa JP (3cTporeH); ¢ MOHOKJIOHAIbLHBIM
MUIIUHBIM aHTUTEJIOM IIPOTUB 4YesioBeKa IIP (IIporecTepoH) KJIOH; MOHOKJIOHA/JIbLHBIM aHTUTesIoM Ilnar 1
(reH IwreoMop$HOM afeHOMEBI Ne 1).

PesyspTaThl HCCIEJOBAaHUNH U MX 00CY>KJeHHue. Pe3ysibTaThl IIPOBEJEHHBIX UCC/IeJ0BAHUN COOCTBEHHO-
T0 OIIepPaIrMOHHOTO MaTepHasa CBUAETENIbCTBYIOT, UTO CTPYKTYypa TUCTOJIOTUYECKUX TUIIOB IIEOMOPPHBIX
aIeHOM CJIFOHHBIX JKeJjle3 SIBJISIETCS CJIeIyIoIei: Me3eHXUMaJbHbIM 15 (53,57 %), Me3eHXUMaJIbHO-
IMUTENHAJNBLHBEIN — 10 (35,47 %), smuTeuaabHBIH — 3 (10 71%). Me3eHXUMAaJIbHBIA U Me3eHXUMaJIbLHO-
3MUTEeJHUAIbHBINA TUIIBI THCTOJIOTUYECKOI0 CTPOEHUs IUIEOMOPOHBIX aleHOM CJIFOHHBIX JKeJjle3 UMeIOT I10-
X0’KMe UMMYHOTUCTOXUMUYeCcKHe 0c06eHHOCTH (Plagl — peaKIiyis II0JI0’KUTeJIbHAI B OITyX0JIeBBIX KJIeTKax
006eMX THUCTOJIOTUYEeCKUX TUIaxX B 100 % caydaeB; HPV 16 — cooTBeTcTBeHHO 73,33 11 80,0 % 1 EBV — coOOTBeT-
cTBeHHO B 33,3 u 30,0 % ciy4aeB). /lyIg 3TIUTeIHMaIbHOIO THUIIA CTPOEHUS IIJIEOMOPQHBIX aleHOM CIFOHHBIX
JKeJle3 XapaKTepHa HeCKOJIbKO MHasgd UMMYHOTHCTOXUMHUYecKas KapTuHa: Plagl — peakIiis B OITyXO0JIEBBIX
KJIeTKaX II0JI0KUTeJIbHAd B 66,66 % ciydaeB; HPV 16 — Taxke B 66,66 % ciydaes.

BeiBOABI. MeseHXUMaJIbHBIM U Me3eHXUMAaJIbHO-IIIUTeJHUAIbHBINA TUIIBI TUCTOJIOIMYECKOIO0 CTPOEHUA
1eOMOPQHBIX aJleHOM CJ/IIOHHBIX JKesle3 XapaKTepH3yITcsd 6ojiee YaCThIM IIOpakKeHHeM BUpycaMH
TaIlMJUIOMBI YesioBeKa 16 TuIla 1 dniureiiHa-bapp.

KiroueBsle ciioBa: OITYXOJIN CJIFOHHBIX KeJie3; HMMMYHOTHCTOXUMHUSA; BUPYC IIaIINJIJIOMEI UeJIOBEKa; TUCTO-
JIOTHYeCKHe THUIIbI HJIEOMOp(I)HLIX aJIeHOM.
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