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Bcepoccuiickas Hay4HO-NpaKTMYEcKas CTYeHYecKas KOHhepeHuus ¢ MeXAYHapoaHbIM y4acTueM

«MepauuuHckasn BecHa — 2019»

used for information research. They are PubMed, eLI-
BRARY, and Cyberleninka. Results: Thrombocytopenia
in oncological hospital patients can be based on an onco-
logical process, chemotherapy, or radiation therapy, and
as a result can be a consequence of accompanying com-
plications, such as heparin-induced thrombocytopenia
(HIT), disseminated intravascular coagulation (DIC), and
microscopic microorganisms. As a result of chemother-
apy or bone marrow infiltration with tumor cells in the
peripheral blood, pancytopenia is observed. It develops
gradually, corresponding to the stage of the oncological
process, or the volume of chemotherapy. The second type
of HIT is a serious complication of heparin therapy. The
clinical picture of HIT-2 is shown on 515 days of therapy
with unfractionated or low molecular weight heparins and
a decreasing of the number of platelets of less than 50
thousand Units / pl, as well as an appearance of arterial
and venous thrombosis. Methods of laboratory diagnos-
tics include serotonin test, ELISA, detection of antibod-
ies to heparin, and determination of PIFA antibodies to
the heparin / platelet factor complex. TMA and DIC are
accompanied by a non-immune destruction of platelets.
Deviations in the parameters of the coagulogram will be
a confirmation of the developing ICE. A decreasing in
ADAMTS-13 activity of &lt;5-10% indicates thrombot-
ic thrombocytopenic purpura. A positive analysis of PCR
for E.coli will confirm the development of a typical HUS,
conversely, negative — atypical HUS.

Lesib. U3y4nTh OCHOBHBIC MPUUUHBI TPOMOOLUTOIIE-
HUHM y TMalMEeHTOB OHKOXHUPYPrHMYECKOrO CTaluoHapa U
MeTonbl uX auddepeHnnanrbHOoNR AMarHOCTUKN Ha OCHO-
BaHMH JINTEPATyPHBIX JaHHBIX.

MarepuaJibl M1 MeTObI. ObUT IPOBEACH aHAIN3 Hayd-
HBIX MyONMKaMii 3apyOeKHbBIX U OTEYECTBEHHBIX aBTOPOB
3a mepuoyn ¢ 2008-2018 rox. [lns noucka mHDOpMAaIUU
HCTIONB30BaAUCH 0a3bl JaHHbIX PubMed, eLIBRARY, Cy-
berleninka.

Pe3yabTarsl. TpoMOOLUTONEHNS Y MALIMEHTOB OHKO-
XUPYPrUUECKOro CTalroHapa MOXeT ObITb 00yCJIOoBJICHA
CaMMM OHKOJIOTMYECKMM IPOLIECCOM, XHMHOIY4YEBOH
Tepanuel, a TakKe CTaTh CICACTBHEM COIYyTCTBYIOLIMX
OCIIO)KHEHHWH, TaKUX KaK TelnapuH-MHIYLUPOBaHHAS
tpomboruToneHusi(I' UT), aucceMrnHupoBaHHOE BHYTPH-
cocynuctoe cBepteiBanue(IBC), TpomOoTnueckux Mu-
kpoanruomnatuii( TMA). B pesynbrare nmpoBeieHNs XUMU-
OTepanuy WiIK UHQUWIBTPALMK KOCTHOTO MO3ra OIyXoJie-
BBIMU KJIETKaMH B Nepudepuaeckoil KpoBH HaOMomaeTCs
MAHIMUTONICHUSI, KOTOpasi OyJeT pa3BUBAThCs IOCTEIEHHO,
COOTBETCTBYS CTaJJMM OHKOJIOTMYECKOIo Ipolecca, JT100
o0bemy npoBoarMoi xumuorepanuu. [ U'T Broporo tumna
SIBIISIETCSL OCJIOKHEHUEM Tepaluy rernaprHom. Kinuange-
CKasl KapTHHa pa3BopayuBaeTcst Ha 5-15 neHb Tepanuu
He(PaKLMOHUPOBAHHBIM WIJIM HU3KOMOJICKYJISIPHBIMU Te-
MapuHaMU M CONPOBOXKAAETCS TPOMOOLIMTOIICHUEH MEeHee
50 teic En/mMKu, a Taxoke apTepua’gbHbIMU M BEHO3HBIMU
Tpombo3amu. K meromam ee naGopaTropHOil AMarHocTu-
KM MO>KHO OTHECTH NPOBEACHUE CEPOTOHMHOBOTO TECTA,

onpezaenenue antuten K renapuny M®OA, a Takxke ompe-
nenenue PIFA anTuten x KoMIUIeKCy renapus/TpomMOonu-
TapHblid ¢pakTop 4. HenMMyHHBIMU TPOMOOLUTONICHUSAMHI
norpebdnenus conpopoknatorcs IBC u TMA. O6mumu
71a00paTOPHBIMHU CUMIITOMAaMH 1Sl HUX OyzieT oOHapyxe-
HHUE B Ma3Ke KPOBH IIMCTOLUTOB, MUKPOAHI'MOIATHYECKas
reMOJIMTHYECKas aHeMusi U TpomOouuronenus. OTKIIO-
HEHMS B MapaMeTpax KoaryJorpaMmbl OymyT MOATBEPIK-
nenueM paszBupatonierocs: JIBC. CHukeHre aKTUBHOCTH
ADAMTS-13 &lt;5-10% yka3biBaeT Ha TPOMOOTHYECKYIO
TPOMOOLIMTONCHUYECKYIO0 Myprypy. llomokuTenbHbIi
anaimms [I[P E.coli,obpa3yromeli mmra-ToKCHH, CTaHET
MOATBEPKACHUEM DPA3BUTHSl TUIMYHOIO T'€MOJHUTHUKO-Y-
pemuyeckoro cuaapoma(l'YC), a orpuuarenbHblid — aTh-
nuyHoro I'YC.
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CD4+ 1 CD8+ JINMM®OLUTBI
B MUKPOOKPY>XEHHUU EBV-
ACCOIIMUPOBAHHOM AJIEHOKAPIIMHOMBI
KEJYIKA
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OI'BOY BO «MOCKOBCKHI roCy1apCTBEHHBIN YHUBEPCH-
teT uMeHn M.B. JlomoHOCOBa»
ilyamikhailov5@gmail.com

Gastric adenocarcinoma is the fifth most common and
the third mortality rate among all cancers [1]. 8-12% of
gastric adenocarcinomas are associated with Epstein-Barr
virus (EBV) [2], which allows them to be isolated as a
separate subtype [3]. However, insufficient information
has been accumulated in the literature about the immune
microenvironment of this tumor subtype. An immuno-
histochemical study of 55 samples of gastric cancer us-
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ing monoclonal antibodies to EBV virus protein LMP-1
(clone CS.1-4), to CD4 (clone 4B12) and CDS8 (clone
C8/144B) was conducted. The number of CD4 + and CD8
+ cells was estimated in three fields of view (mag.x20).
During the evaluation of the results three groups of tumors
were identified: EBV-positive(1), EBV-negative(2) and
EBV-negative with positive staining of the gland cells of
the lamina propria of the mucosa(3). When counting the
number of immune cells in the thickness of the tumor tis-
sue in group 1, it was found that the number of CD4+ cells
has a strong positive correlation with the number of CDS8
+ cells (R=0.90 — Spearman’s correlation coefficient). A
strong positive correlation (R=0.84) was observed be-
tween the number of CD4+ and CDS + cells when count-
ing in the thickness of the tumor tissue in group 3. The
average positive correlation (R=0.512) was detected when
counting the number of CD4 + and CDS8+ cells in the ad-
jacent areas of the mucosa of the usual structure in the
group of tumors 3. It is shown that with an increase in
the number of CD4+ cells in the thickness of the tumor
tissue in group 1, the number of CD8 + cells increases;
the same tendency was found both in the thickness of the
tumor tissue and in the adjacent areas of the mucosa of
the usual structure in group 3. A similar generality of the
immune microenvironment characteristics suggests that
the identification of EBV in the glands of the own plate of
the gastric mucosa can be considered as a risk factor for
development of EBV-associated gastric adenocarcinoma.

AJICHOKapIIMHOMA JKEIy[Ka 3aHHMaeT ISATOE MECTO
M0 PacHpoOCTPaHEHHOCTH U TPEThE IO YPOBHIO CMEpT-
HOCTH CpeId BCEX OHKOJOTWYECKHX 3abomeBanmii [1].
8-12% ameHOKapIMHOM >KETyIKa aCCOIMHPOBAHBI C BH-
pycom OmmreitHa-bapp (EBV) [2], 9To 1mM03BOISIET BBI-
JIeNISATh UX B Ka4ecTBe OTAeNbHOro noaruna [3]. OmHako
B JIUTEpaType HAKOIMJICHO HEJIOCTATOYHO CBEACHUI 00
UMMYHHOM MHUKPOOKPYXCHUH JAHHOTO MOJTHIIA OIMyXO-
neii. bputo mpoBeneHO UMMYHOTHCTOXMMHYECKOE HCCIIe-
JIoBaHUE 55 00pa3lloB paka }elylKa ¢ UCTIOIb30BaHUEM
MOHOKIIOHAJIBHBIX aHTHTENI K BUpycHOMYy Oenky EBV
LMP-1 (xnon CS.1-4), k mapkepy CD4 (kmon 4B12) u
CDS8 (xmon C8/144B). KomuuectBo CD4+ nu CD8+ kie-
TOK OIIEHWBAJIOCH B TpeX MoJaX 3peHus (yB. 00.x20). B
XOJIC OIEHKH PEe3yNbTaTOB OBLIO BBIJCICHO TPU TPYIIIHI
omyxoneii: EBV-nosutusnbie (1), EBV-HeratuBubie (2)
u EBV-HeratuBHble ¢ MONIOXKHUTEIBHBIM OKpaIIMBAHUEM
KJIETOK >KeJie3 COOCTBEHHOH IMIACTUHKH CIM3HMCTON 000-
nouku (3). Ilpu moxpcuere ymcia UMMYHHBIX KJIETOK B
TOJIIIE OITYXOJICBOW TKAHH B TpyIIie | ObUIO YCTaHOBIICHO,
4yT0 KoNu4ecTBO CD4+ KIIeTOK MMEeT CHIIbHYIO TOJIOKH-
TeNbHYI0 Koppemsmnuio ¢ yuciom CD8+ kmetok (R=0,90
— koa¢ppumment xoppensunu Crimpmena, p mersie 0,05).
Taxoke cunmpHas TonokuTenbHas koppemsiuus (R=0,84,
p menbiie 0,05) Habmonanace Mexay unciaom CD4+ u
CD8+ kJeTok mpu MoJcyYeTe B TOJIIE OMYXOJIEBOM TKa-
HU B rpynne 3. CpeaHsisi MOJIOKHUTENbHAS KOPPEIsIHs
(R=0,512, p menbie 0,05) Obl1a BISIBICHA IPH TIOACYETE
yucna CD4+ n CD8+ kieTok B MpHIIEKAIUX Y4acTKax

CIIM3UCTOM 000JI0UKH OOBIYHOTO CTPOCHUS B TPYIIIE OITY-
xoneit 3. Ilokazano, uro mpu yBenwmdeHnu gncia CD4+
KJIETOK B TOJIIIE OYXOJIEBOHM TKaHM B rpyIme 1, yBenuuu-
Baercs yuciao CD8+ kiaeTok; Takas ke TeHAEHLHsS Oblia
oOHapykeHa Kak B TOJIIE OIyXOJIEBOW TKaHU, TaK M B
MIPIJICKANTUX YIaCTKaX CIM3UCTON 00O0JIOYKH OOBIYHOTO
ctpoenus B rpymime 3. [TomoOHast 0OIIHOCTh XapaKTepH-
CTUK HMMYHHOTO MHUKPOOKPYXECHUS CBUIETEIHCTBYET
o ToM, 4to uaeHtudukamuio EBV B xenezax coOcrBen-
HOW IUIACTHUHKH CIM3HCTONH OOOJIOUKH JKENyIKa MOXKHO
paccMmarpuBaTh B Ka4eCTBE (paKTOpa pUCKa JJIs Pa3BUTHS
EBV-accouuupoBaHHON alcHOKAPLUHOMBI XKEIIyIKA.
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Introduction. Prostate specific antigen (PSA) and its
fractions are widely used in the diagnosis of prostate can-
cer, establishing the stage of the process, assessing the ef-
fectiveness of treatment since 1987.in the interpretation of
PSA results, the greatest difficulties arise in patients with
its values ranging from 2.6 to 10 ng/ml, because in this
group, along with patients with prostate cancer, a large
number of patients suffering from benign prostatic hyper-
plasia and prostatitis. The only method of verifying the di-
agnosis of prostate cancer is a puncture biopsy, which can
aggravate the course of pathological processes in the pros-
tate gland. The aim of the study was to determine whether
the destination anti-inflammatory therapy in men older
than 50 years in the presence of blood PSA level in the
range from 2.5 to 10 ng/ml. Materials:the study involved
118 patients over 50 years of age, who were determined
by the blood PSA level. Results:based on the results of
the primary PSA blood test, 62 of all patients who under-
went screening required additional diagnostic methods to
exclude the diagnosis of prostate cancer. 40 patients with
PSA level in the blood 2,6-9,9 ng / ml, with a gland vol-
ume of more than 40 cm3, no contraindications according
to TRUZI and MRI, finger rectal examination was pre-
scribed anti-inflammatory, antibacterial (fluoroquinolo-
nes) therapy for one month. According to the results of
the control study after 3 months in 82.5% of patients who
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