Clinical Investigations

POCTPaHEHHOTO PaKa MOJIOYHOM xesesnt (B nose 60 I'p) co-
craswm npumepso 21% [10].

IMosryueHHbE HAMH PE3yJIbTATH JICUEHHUS TIOATBEPXKAA-
OT 1eJecoo0pasHOCTh KJIMHMYECKOTO NPHMEHEHHS Me-
TOAMKH PATMKAJBHON JyueBO# TEPAUA B CAMOCTOSTE/b-
HOM BAapHMAHTE C JAOMOJHATEbHBIM O0IyYEHHEM OCTATOY-
HOU omyxo.d B go3e 15-20 I'p. DroT BapuaHT Jy4eBoi Te-
panuM HE SBJSETCS KOHKYPEHTHHIM METONOM IO OTHO-
MEHNI0 K KOMOMHMPOBAHHOMY M KOMILIEKCHOMY METOAAM
aeueans. OH  TOJABKO  PACMIMPAET  BO3MOXHOCTH
IPaKTHUECKAX OHKOJIOTOB B OKa3aHumM 3¢dekTuBHOH
IOMOLIM TeM GOJBHBEIM, KOTOPHM B CHUIY OOIIEr0 HX COCTO-
SHHs, COMYTCTBYIOmMUX 3abGonesanmit npumenenue Gonee
arpecCHBHBIX METOJIOB JICUCHHNS OTPAHAYEHO MM IIPOTABO-
NOXAa3aHo. ITOT METOA JIyueBo# Tepanuu 3 HEeKTHBHO MO-
XeT IPUMEHSITBCS TAKXKE Y onepadesibHEIX GOMbHBIX , KOTO-
PHIE OTKA3KIBAIOTCS OT XMPYPrUUECKOTO JIEUECHHUS.
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IlonoBbie CTEPOMAHBIE TOPMOHBI M MOKAa3aTe]H
KJIETOYHOTO, T'YMOPAJbHOTO WMMYHHMTETa Y OOJbHBIX
PAaKOM MOJIOYHOI XeJe3bl MOJOAOTO M CPEIHEro
BO3pacTa

HHAH xauHuMeckol OHKOIO2UU

U3seecTHO, 4TO H3MEHEHUE SHIO0KPHMHHOrO CTaTyCa OKa-
SHIBAET MOAYJMPYIOmEe BJINSHAC HA MMMYHHBIH OTBET
[2]. Ognako HAmpaBJCHHOCTh ¥ MHTEHCUBHOCTb ITHX BO3-
AEACTEHI A0 CHX TIOp OCTAETCS MpeAMeToM auckyccmii, Ho-
BHIE ACTEKTH B3aMMOACHCTBHS HEHPOIHAOKPHMHHOH H
MMMYHHOHA CHCTEM OTKDHUIMCh B DE3YJBTATE HCCICHO-
BaHWIi, MOKA3aBIINX BAXHYIO POJib HEHPONENTHAOB, IIPO-
CTArJIAHAMHOB, KAaTEXOJAMMHOB, IENTHAOB THMYCa,
WHTEPJICAKHHOB ¥ APYTMX UUTOKMHOB B DPETY/ISIUM
pasnuyHbiX Pyskuuit oprarmsma [3, 41 Ognako ecnam
HACTOSIIEMY BPEMEHHM HAKOIMMJIOCH OOJIBIIOE KOJMYECTBO
JAHHEIX O BJAMSHHMHA OMTOKMHOB H3 MMMYHHYIO CHCTEMY, TO
B3aHMOCBSI3b NOKA3aTeIeH KJICTOUHOTO HMMYHHATETA C 9H-
ZOKPHHOAOTMYECKHAM CTATYCOM, B YACTHOCTH C HOJOBHIMHM
CTCPOMJAHWME T[ODMOHAMH, OCTaeTCd MAaJOW3y4YECHHOH.
Ocoboe 3HaUEHUE TAKUE HCCHIENOBAHUS MMEIOT ¥ GOMBHREIX
paxoM MOJIOUHOM XeJie3bl, POCT M Pa3BUTHE KOTOPOTQ COm-
POBOXJAIOTCS HADYMEHWEM MeTaboiu3Ma  MIOJIOBHIX
creponanbix ropmoHoB [1]. Kpome Toro, ysesmuenme
KOHTHHTEHTA MOJIOJKX XEHIIUH, OOAbHBIX PAKOM MOJIOY-
HO# XeJe3sl, DUKTYET HEOOXOMMMOCTh H3Y4YEHHS Me-
XaHM3MOB SHJOKPHUHHOTO BJMSHUS HA CUCTEMHB KJIETOYHO-
TO M r'yMOPaJIbHOTO AMMYHHUTETA B 3aBHCUMOCTH OT BO3pa-
cTa.
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Change in the endocrine status is known to exerta
modulating effect on the immunity response [2].
However, direction and intensity of the effect is a
disputable problem, so far. New aspects of interac-
tion of the neuroendocrine and immune systems have
been discovered in investigations revealing the im-
portant role of neuropeptides, prostaglandins, cate-
cholamines, thymus peptides, interleukins and other
cytokines in regulation of various functions of the or-
ganism [3, 4]. Though there are a great number of
data about cytokine influence on the immune system,
interrelation of cell immunity characteristics and the
endocrine status, in particular, sex steroid hormones,
remains a less investigated problem. Such investiga-
tions are of especial importance in breast cancer pa-
tients, as the disease progression is accompanied
with disorder in the metabolism of sex steroid hor-
mones [1 ]. Besides, growing of the number of young
women with breast cancer necessitates the study of
mechanisms of endocrine influence on the cellular
and humoral immunity systems respective of age.

Study of interrelation of the cellular and humoral
immunity systems with sex steroid hormones, par-
ticularly testosterone and estradiol-178 (E2) are of
great interest. The latter takes an active part both in
proliferation and differentiation of normal and tumor
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Tabnuna 1/Table 1

HaGop MonoxananbHbIX auTaTe.1 cepur MK O juis onpefenenns nokasareJieii KIeTo9HOro HMMYHHTeTa
ICO series monoclonal antibodies for determination of cell immunity characteristics

AHTUreH MoHoKnOKaNbHbie CrneyndunuHocTtb
aHTuTena
CcD3 MKO-90/1CO-90 |{3pensie T-knetkn / Mature T-cells
CD4 NKO-86/1CO-86 |T-xennepbl/unaykropsi / T-helpers/inducers
CD5 WNKO-80/1CO-80 |Bce T-knetkm / All T-cells
CcD7 WNKO-87/1CO-87 |Bce T-knetku / All T-cells
CcD8 NKO-31/1CO-31 {T-cynpeccopbi/kunneput / T-suppressors/killers
CD11b NKO-TM1/1CO-GM1 CR3-peuentop ans C3bi-xomnnemenTta / CR3 receptor for C3bl complement
Ccb18 MNKO-60/1CO-60 |B-uenb monekyn CR3, CR4, LFA1/ CR3, CR4, LFA1 molecule B-chain
CD22 MKO-91/1C0O-91 |B-knetkn/B-cells
HLA-Dr NKO-1/1CO-1  [AkTuBupoBaHHbie T- u B-kneTkn, monountsl / Activated T- and B-cells, monocytes
RFB-1 WNKO-40/1CO-40 |Cybrnonynsumm T-knetok / T-cell subpopulations
1c NKO-44/1C0O-44 |KopTukanbHbie TuMoumtut / Cortical thymocytes
CD30 NKO-88/1CO-88 |AktmeuposanHbie T- u B-knetku / Actlvated T- and B-cells
CD37 WNKO-66/1CO-66 |B-kneTku (T-knetkmn, MoHouuTsl) / B-cells (T-cells, monocytes)
CD38 WKO-20/1CO-20 | NK-kneTku v untotokcuyeckme T-nnmboumte/NK-cells and cytotoxic T-lymphocytes
#-Uenb IgM / IgM u-chain | WKO-30/ICO-30 !B-knetku / B-cells
Monoclonal
Antigen antibodies Specificity

UMMYHHTETA B NOJOBHX CT€POMIHBIX TOPDMOHOB, B 4acCT-
HOCTH TECTOCTEPOHA M 3crpaguona-178 (E2). Iocaequmi
NPHHEMACT AKTHBHOE Y4acTHE KaK B Npoaudepanun, TaK
1 B 1udxpepeHnHPOBKE HOPMATIBHEIX M OMYXOJEBHIX KJie-
TOK MOJIOUHOM XenesH [1, 6, 7]. O6rapyxenue penento-
POB CTCPOHMIHHIX I'OPMOHOB B HCKOTOPHX THNAX KJIETOK
I/IMMyHHOfI CHCTEMBI MOXET CBHACTE/IBCTBOBATDh O BJAHSIHUAN
Ha HWx Merabosuueckyro, a CJIENOBATENIBHO, H
(OYHKIMOHAIBHYIO AKTHBHOCTb 9THX TOPMOHOB [5 ].

Llenb HACTOAIIETO MCCICAOBAHMS — W3YYEHHE CBSI3M
MEXAY MOJIOBHIMH CTEPOMAHKIMA TOPMOHAMM (OOmMM 5CT-
papuonoM-17f M TECTOCTEPOHOM) B CHBODOTKE KPOBH M
mOKa3aTEaIMH KJIETOUHOTO H ryMOpaJIbHOTO HMMYHHTETA
y GOJMBbHEX PaKOM MONOYHOH Xeje3h B 3aBHCAMOCTH OT
BO3pacra.

MaTtepuansl M MeTOAb. B MCCAENOBAHME BKMOYEHBI MO 25

KEHIMH, 60MBHBIX pakoM MOJIOuHOM xeneasr I-IIT cramwm, MOJIOROTO

(ot 28 no 35 ner) m cpepnero Bospacta (ot 36 70 45 ner). Koutposs-

HBIC IPYIHBI COCTABMIM 50 310POBBIX XKEHINMH, COOTBETCTBYIOIIMX BO3-

pacTy o6CIe0BaHHbIX GOHBIX.

Konuenrpanuu obmero recrocrepona u E2 onpeaensim B ofpasuax

CHIBOPOTKH KPOBU (COOPAHHBIX HATOMAK) C NOMOMIBK) PANMOMMMYHO-

JIOTMYECKMX MeTORoB HaGopamu ¢wupmsr “Farmos Diagnostica”

(Pymngnaus) Ha 5-9-it u 22-25-# JHM MEHCTPYAIBHOTO LMKAA (npu

28-30-HEBHOM IIMKJIE) A0 NPOBOAMMOTO JIEUEHHS.

Hna upentuduxaumy nomynsumii T- u B-numdonuros B kposu

MCIONIb30BANM MOHOKJIOHQJIbHBIE aHTHTena cepun HMKO (tabn.l).

Axcnpeccrio anddEPeHIPOBOUHBIX AHTHICHOB AMMBOLMTOR onpene-

JISIM B HENPAMOM PEaKUMM MOBEPXHOCTHOM MMMYHOMDIOOPECEeHMY

Ha nporouHom nurodmoopumerpe FACScan. Hapsay ¢ oTHocHTENDb-

HbiM comepxkanueM T- n B-kaerox onpepensim ux aGcomroraoe 3Ha-

YEHHE.

MatemaTHHECKMA aHANIM3 TOJMYYEHHBIX JAHHBIX NPOBOAWIM C

MOMOMIBIO  MPOrpaMM  CTATUCTHUYECKOH 00paboTku  pesynsraTon

MEAULMHCKOrO MCCJIEAOBAHUS.

cells of the breast [1, 6, 7]. Presence of steroid hor-
mone receptors in some cell types of the immune sys-
tem may give evidence of the influence on the meta-
bolic and consequently functional activity of the hor-
mones [5].

The purpose of this investigation was to study the
interrelation of sex steroid hormones (total estradiol-
178 and testosterone) in the blood serum and charac-
teristics of the cellular and humoral immunity in
breast cancer patients respective of their age.

Materials and Methods. 25 stage I-III breast cancer pa-

tients of young (28-35 years) and middle (36-45 years) age were

entered into the study. The control group was composed of 50

healthy women of a corresponding age.

Concentrations of testosterone and E2 were determined in blood

serum samples (taken on an empty stomach) by radioimmunologic

methods using sets from Farmos Diagnostica (Finland) on day 5-

9 and 22-25 of the menstrual cycle (28-30 day cycle) prior to

treatment.

We employed monoclonal antibodies of the ICO series to identify

T- and B-lymphocyte populations in the blood (table 1). Ex-

pression of differentiation lymphocyte antigens was determined

by indirect surface immunofluorescence using a FACScan cytoflu-
orometer. The absolute T- and B-cell count was estimated
together with the relative content.

The data obtained were statistically processed using programmes
for results of medical investigations.

Results. A correlation analysis of charac-
teristics of the cellular and humoral immunity and
basal secretion of testosterone and E2 discovered cer-
tain regularities in the patient and control groups, as
follows (table 2).

The study revealed a direct relationship between
the E2 content and the level of a T-lymphocyte popu-
lation expressing antigens CD3, CD4, CDS and CD7.
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Ta6nuua 2/Table 2

KoadypHImeHTE KOPPEAMOHHON 3aBHCHMOCTH MEXXITY KOHUEeHTpauuei obmero E2, nokasaresiMi KIETOIHORO, FyMOPaJIbHOrO
AMMYHHATETa y GONBHBIX PAKOM MOJIOUHOM JKEJE3h1 MOJONOrO M CPELHErO BO3PACTa U B KOHTPOJIE
Correlation coefficients for E2 concentration and characteristics of the cellular and humoral immunity in the young and middle-aged
breast cancer patients and the control

AHTArEHA BospactHas rpynna
1 IMMYHOTNOBYAHBI monoxe 35 net ctapuwe 35 net
n KOHTPONb n BonbHbie n bonbHbie n KOHTpOnb

CD3 28 —0,185 15 0,648* 21 0,264 1" 0,205
CD4 28 —0,031 16 0,536* 21 0.226 11 —0,083
cbs 28 0,060 15 0.001 22 0,491* 1" —0,098
CcD22 25 0,109 14 0.495 19 0,053 10 —0,185
HLA-Dr 28 0,305 15 —0,174 22 0,599* 11 —0,130
CD38 28 0,113 16 0.418 21 0,182 1" —0,081
u-Lens IgM / IgM g -chain 28 - —0,113 16 0,215 22 0,308 11 —0,335
RFB-1 28 0,008 16 0,246 22 0,304 10 —0,412

CD1c 27 0,264 16 0,112 22 0,018 " 0.347

CcD18 27 —0,008 16 0,529* 21 0,040 " 0,130
CD37 23 0,040 15 0,435 21 0,096 1" —0,012
CD5 28 0,005 16 0,522* 22 0,321 1" —0,085

cD7 23 —0,035 14 0,559* 21 0,442* 1 0.406

CD30 17 0,264 K| —0,312 20 0,178 —

CD11b 28 —0.135 16 0,078 22 0,099 1 0,832*
IgG 23 0.245 15 —0,490 23 —0,143 1" —0,218
IgA 23 0,304 15 0,186 23 —0,310 1 —0,193

IgM 23 0,377 15 —0,414 23 0,079 11 0,555
Antigens and n control n patients n patients n control

immunoglobulins Younger than 35 years Older than 35 years
Age group

Mpumeuanve. 3aeck u B 1abn.3 * — p>0,95. n — uucno 6onbHbIX.

Note. Here and in table 3 * represents p>0.95, n is the number of cases

PesyabraTh HCCHIEAOBAHHSA. Koppe-
JNISSOMOHHEIN aHAMHM3 MEXAY I0Ka3aTeAIMH KJIETOUHOro u
IyMODAJTbHOTO MMMYHHTETA C ypOBHSMHU (a3ajbHON CeK-
peruu obmero TecrocTepona 1 E2 BHMBHI CieAyiomue 3a-
KOHOMEPHOCTH B rpynmax 601bHEIX B KOHTPOS (1abn.2).

H3yueHue KOPPENSIMOBHON 3aBHCUMOCTH o6mero E2
OT TOKAa3aTeaell KJIETOYHOr0 MMMYHHTETA Y GOJIBHBIX MO-
JIONOTO BO3PAacTa MO3BOJMIO BHISIBUTh IPIMYK CBA3b C
ypoBHeM T-KJETOUHOH NONyNANNN JUMEPOnNTOB, 3KC-
npeccapyomux ciaeayomue anturens: CD3, CD4, CDS n
CD7. Hwukakoii 3aBucumocTn Mexay obmum E2 m
OTHOCHMTE/IbHHIM urcjioM B-mumdonuros e ormeueno. U3
AKTHBALMOHHBIX ¥ MHEJOMOHOIUTAPHKX MapPKePOB 00HA-
pyXeHa npsMas KoppessauonHas cBs3b E2 TobKO € 9KC-
npecceeit antureHa CD18.

B KOHTPOJIBHOM rPyMe MOJIOALIX XEHITUH B OT/IAYHE OT
60JIbHEIX HE BHISIBJIEHO KOPPEASIMOHHOM 3aBucuMocTn E2
OT MOKA3aTesell KJIETOYHOro MMMyHHTETA (CM. Tab.2).

Y 6oJbHEIX PAKOM MOJIOUHOM XKeJe3bl CPEJHETO BO3pa-
CTa MMeJIa MECTO Ipamasl KoppenasuuoHHas ca3p E2 ¢
ypOBHEM T-cynpeccopHBIX IMTOTOKCHYECKUX
mamconutos, skcnpeccupyiomux anturen CD8  (r
=(,491; p>0,95), u 06mmM ynciaom T-KJIETOK, AMEIOIHUX
aurared CD7 (r=0,442; p > 0,95). Oxcnpeccust HLA-Dr-

No dependence was found between the E2 and the
relative count of B-lymphocytes. As concerns activa-
tion and myelomonocytal markers, a direct correla-
tion of E2 with the expression of antigen CD18 alone
was observed.

There was no correlation between E2 and cellular
immunity parameters in the control (see table 2).

The middle-aged breast cancer patients exhibited
a direct correlation between the E2 and the level of
T-suppressor cytotoxic lymphocytes, expressing
antigen CD8 (=0.491; p>0.95), as well as T-cells
with CD7 antigen (+=0.442; p>0.95). The expression
of HLA-Dr antigen was also in direct relationship
with the E2 concentration in this group of the pa-
tients (~=0.599; p>0.99).

Opposite to the patients, middle-aged women in
the control group showed a positive correlation of the
E2 with cells containing adhesion molecules (CD 11b
antigen) (r=0.832; p>0.99).

So, the comparison of the parameters studied in
both the age groups and the control revealed the de-
pendence of the total E2 on some characteristics of
the cellular immunity among the patients only.

Variation of the correlation between the cell im-
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Tab6auna 3/Table 3
KoaddpuipenTs! KOPPeIsSEOHHOMA 3aBUCHMOCTH MEXIY KOHIENTpaumeii 061ero TecTtocTepona, OKA3aTeistMA KJIETOTHOTO, T'YMOPAJIbHOTO

HMMYHHTETa Yy GOJIbHBIX PAKOM MOJIOTHON JKeJIe3bl MOJIOAOTO M CPERHETO BO3PACTA ¥ B KOHTpOJIE
Correlation coefficients for testosterone and characteristics of the cellular and humoraf immunity in the young and middle-aged breast
cancer patients and the control

BoapacTtHas rpynna
AHTUTEHBI 1 UMMYHOTOBYAUHE monoxe 35 ner crapuwe 35 ner
n KOHTpONb n bonbHule n 6onbHble n KOHTPONb
CD3 25 0,206 27 —0,031 21 0,079 1" —0,611*
CD4 24 —0,125 27 —0,504* 21 0,279 11 —0,144
cbs 25 —0,129 24 —0,138 21 0.446* " —0,203
CD22 21 0,011 15 —0,256 19 0,397 10 0,274
HLA-Dr 24 —0,231 16 —0,638* 21 0,363 1 0,017
CD38 25 0,275 16 —0,107 20 —0,257 M 0,196
4 - Llens IgM / IgM x -chain 25 0,169 16 —0,183 21 —0.104 " —0,086
RFB-1 25 0,615* 16 —0,035 21 0,052 10 0,266
CD1c 24 —0,223 16 —0,047 21 0,333 1" —0,384
CcDh18 24 ~—0,121 14 0,027 18 0,241 1 —0,425
CD37 19 0,173 14 —0,125 20 0,182 11 0,381
CD5 25 0,109 16 —0,140 21 0,316 " —0,208
CD7 20 0,245 14 0,089 21 0,254 1 0,377
CbD30 15 —0,402 10 0,544 19 0,638+ —
CD11b 25 0,119 16 —0,456 21 —0,295 " 0,386
IgG 21 —0,424* 27 0,543* 23 —0.279 1" 0,394
IgA 21 —0,449* 27 0,161 22 —0,168 " —0,502
IgM 21 —0,333 28 0,245 22 —0,151 " —0,400
n control n patients n patients n control
Antigens and immunoglobulins Younger than 35 years Older than 35 years
Age group

AHTHTEHOB y 3TOM rpynmel GOJIbHHEX TAaKXe HAXOTHIACh B
npsMOH KOppeaSuuoHHON 3aBucumocta (r = 0,599; p >
0,99) or xonnersTpanun E2.

B ornmune ot GONLHEX B KOHTPOJIBHOM IPYIITE XEHINMH
CpPeRHEro Bo3pacra HaGIONAaNach OOJMOXHUTEILHAS CBI3b
E2 TobKO ¢ KJIETKaMH, COTEPXAMMUMHE MOJIEKY/Ib aATE3UH
(anturen CD11b) (r=0,832; p > 0,99).

TakuMm o00pa3oM, CpPaBHUTEJbHHI aHATH3 Koppe-
JAUAOHHHX B3aUMOOTHOIICHMIA MEXZY HCCAECAYEMBIMEA
napaMerpaMu B OOEMX BO3pDACTHHX rpyNnax OOJbHEX
PaKOM MOJIOYHOM XEJIE€3H K COOTBETCTBY IOLIUM KOHTPOJIEM
ITO3BOJIHJI YCTAHOBHTE 33aBUCHMOCTD 00mero E2 o Hekoro-
PHIX IIOKa3aTesied KJIETOYHOr0 MMMYHHUTETA TOJIBKO CPEM
MAIACHTOB.

VHTEepec NpeAcTaBiASeT pPa3JMUYME BO B3aHMOOTHO-
MEHUAX MOKa3aTeaed KJACTOYHOr0O MMMyHHTETa M E2 B
3aBHECHMOCTH OT BO3pacTa GOMBHEIX PAKOM MOJIOYHON Xe-
aesn (cM.1abn.2). Tak, B 06eMX BO3PACTHHIX TPYNNAxX
GonpHBIX HA0IIONANACH IPSMAasi KOPPEASIMOHHAS CBSI3b E2
C YPOBHEM KJIETOK, SKcnpeccupyromux CD7-anruren (8ce
T-knerkm) . Bmecre ¢ TeM y Mosioarx Goasabx 06HApY Xe-
Ha npgMasg 3aBucuMocTb E2 co sceMu T-KJIeTOUHBIMU ON-
yasouamn (aaturean CD3, CD4, CDS u CD7), Torna xak
y DAIUEHTOB CPEIHETO BO3PACTA — TOJBKO C COAEPXKAHAEM
T-cynpeccopanx nmuroTokcmuyeckux Jumpomuros (CDS-
anTareH). KpoMe Toro, y MOJIOAHX MALMEHTOK YPOBEHb

munity parameters and the E2 respective of age of the
breast cancer patients is also of interest (see table 2).

A direct correlation of the E2 with cells expressing
CD7 antigen (all T-cells) was observed in both pa-
tient groups. In the young patients a direct correla-
tion was found between the E2 level and all the T-cell
populations (antigens CD3, CD4, CD5 and CD7),
while in the middle-aged patients — with T-sup-
pressor cytotoxic lymphocytes (CD8 antigen).
Besides, in the young patients the level of cells con-
taining CD18 antigen correlated with the concentra-
tion of E2 (~=0.529; p>0.95). The middle-aged pa-
tients, opposite to the young, exhibited a positive
correlation of the E2 with HLA-Dr antigen — a B-cell
population marker (+=0.599; p>0.99).

No dependence of characteristics of humoral im-
munity on the E2 level was found in any of the pa-
tient or control groups.

In the young patients an inverse correlation was
revealed between testosterone and T-helpers (in-
ducer cells) — CD4 antigen (r=-0.504; p>0.99) (table
3), while in the middle-aged patients — a direct rela-
tionship with T-suppressors (cytotoxic lymphocytes)
— CD8 antigen-containing cells (=0.446; p>0.95)
and with cells expressing CD30 antigen (activated
lymphocytes and natural killers; r~0.638; p>0.99).
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kiaetok, copepxamux CD18-anTured, koppeguposani C
xoruenrpaunnei obmero E2 (r=0,529; p > 0,95). Oxnaxo
y 6OMBHBIX CPEXHETO BO3pacTa B OTIMYAE OT MOJIOABIX
XCHIMMH BhISBJIEHA MOJOXHTEAbHAs Koppensnus E2 ¢
taxuMm MapkepoM B-kierounoit nomy sy, kax HLA-Dr-
aurureH (r=0,599; p> 0,99).

Hu B onHO# 3 0GCIEHOBAHHBIX IPYNI, Kak GOJBHHX,
TaK ¥ KOHTPOJs, HE 0OHAPYXEHO 3aBUCMMOCTH [10Ka3aTe-
JIel ryMOpaIbHOTO MMMYHHTETA OT YpoBHS obmero E2.

Y wmonoamx OOJBHEIX BHABJIEHa o0paTHas Xoppe-
JISIIMOHHAY 3aBUCHUMOCTD KOHIEHTPAUN TECTOCTCPOHA OT
yposHs T-xXeJnepHHX (AHIYKTOPHEIX KJIETOK) — AHTHIEH
CD4 (r=-0,504; p > 0,99), Torna KaK y NauMEHTOB Cpef-
HETo BO3pacTa — MpsMast CBsi3b ¢ cogepxanuem T-cynpec-
COPHHIX (IMTOTOKCHUECKHX AMM(OUUTOB CDS§-
aAHTHTEHCOAEpXAMmuX KiaeTok, r = 0,446; p > 0,95) u ¢
KJIETKaMH, IKCIPECCAPYIOMUMHI CD30-anTuresn
(aKTMBHPOBAHHKIE TUM(OINTH ¥ ECTECTBEHHBIE KAJUIEPHI,
r=0,638; p>0,99) (1abn.3).

[Ipyr cpaBHEHME UCCIEXYEMBIX TOKA3aTEJECHd B IPYINE
MOJIOAHIX XEHITNH, 6OJbHEX PAKOM MOJIOUHOH XEJIE3Hl, C
KOHTPOJIEM y TIOCJIEAHMX MMEJIA MECTO MpPsSIMast CBSA3b KOH-
HEHTPANMH TECTOCTEPOHA C YPOBHEM aKTHBAIMOHHOTO
mapkepa RFB-1 (r=0,615; p > 0,99). B.orimune ot 6os1b-
HBIX B KOHTPOJBHOHM TIpynIie XEHIIUH CPEAHEro Bo3pa-
cTa oTMeueHa 06paTHas KOPpESIIAOHHAS 3aBHCHMOCTD
comepXanus T-KJIETOK, 3SKCNPECCHPYIOMMUX CD3-anTu-
res (3pensie T-KJ1eTk®), OT ypoBHS OOIIEr0 TECTOCTEPO-
maa (r=-0,611; p > 0,95).

TonapkKo y MOJOAHX XCHIMUH KAaK B rpynmne 6OJIBHBIX,
TaK ¥ B KOHTPOJE OOHAPYXEHAa 3aBHCHMOCTb KOHIIEHT-
pauun ummyHormo0yEHOB Kiaacca G u A ot obmero Tec-
tocrepona: obparaas 3asucuMocTb IgG, IgA B xonTpOsE (7
=-0,424, r = -0,449; p > 0,95) n npsamas c IgG — y Gosb-
BoiX (r=0,543; p > 0,99).

TpoBeieHHOE WCCAEAOBaHME OOHApYyXWio Koppe-
NSIUOHHYIO 3aBHCAMOCTb MEXAy 0asaibHOl cexpenneit
II0JIOBHIX CTEPOMIHHX FOPMOHOB (TE€CTOCTEPOHOM M 3CT-
panpmosiom-17 B) ¥ HEKOTOPEIMI MOKA3ATEIIMU MMMYHHOH
CACTEMH y OOJBHBIX PAKOM MOJIOYHOHM XEJE3bhl PasHHX
BO3PACTHRIX I'PYIIIL.

BuiBogH

1. Y GOJBPHEX PaKOM MOJIOYHOM XXKEJIE3B MOJIOLOTO BO3-
pacTa B OTJIMYME OT KOHTPOJIS BEISIBJCHH NpsiMast Koppe-
JISIMOHHAY CBS3b ScTpanuona- 178 ¢ yposnem mapkepos T-
KJIETOYHOH HOMyJ/ISIuM JTMM(ONUTOB H OTCYTCTBHE TAKO-
BOI C 9Kcnpeccrell B-KIeTOYHBIX MapKEPOB.

2. TMonoxnTeabHAS 3aBHCAMOCTH O0HApyXKEHA MEXIY
scrpagmosiom-178  ®m T-cynpeccopHbBIMA (uuTo-
rokcuueckumm) guMdonuramu, HLA-Dr-anTUresconep-
XKADMMH KJETKAMH Yy OONBHEIX PAKOM MOJIOYHOM XKEJIE3HI
CPEIHETO BO3PAcTa 0 CPABHEHHUIO C KOHTPOJIEM.

3. Y monoasix GoJbHHX OTMedeHa oOparHas Koppe-
JSLMOHHAA CBA3b 0OMEro TECTOCTEPOHA ¢ ypoBHEM T-xe-
JIMEPHHX (AHAYKTOPHHX) M IpsAMas — C COACPXaHUEM
aktaBanmorHOTO Mapkepa RFB-1, Torna kak y nauueHTOB
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In the young women of the control group the tes-
tosterone concentration was directly related to the
activation marker RFB-1 (=0.615; p>0.99). Opposite
to the patients, the middle-aged women in the control
group showed an inverse correlation of CD3-antigen-
expressing T-cells (mature T-cells) and testosterone
(=-0.611; p>0.95).

The young women alone (in both the patient and
control groups) presented a correlation of the class G
and A immunoglobulins and testosterone level: an in-
verse correlation of IgG, IgA in the control (=-0.424;
r=0.449; p>0.95) and a direct relation with IgG in
the patients (=0.543; p>0.99).

The study discovered a correlation of the basal se-
cretion of sex steroid hormones (testosterone and es-
tradiol-178 and some characteristics of the immunity
in the breast cancer patients of different age groups.

Conclusions. 1. A direct correlation of es-
tradiol-178 content with the level of markers of T-
lymphocyte population, and correlation with B-cell
marker expression was found in the young breast
cancer patients.

2. A direct relationship was discovered between es-
tradiol-178 and T-suppressor (cytotoxic) lympho-
cytes, HLA-Dr-antigen-containing cells in the
middle-aged breast cancer patients.

3. There was an inverse correlation of testosterone
and T-helpers (inducers) and a direct dependence on
the level of the RFB-1 activation marker in the young
patients, while the middle-aged patients exhibited a
direct relation between androgen and T-suppressors
(cytotoxic lymphocytes), as well as with the level of
cells expressing CD30 antigen (activated lympho-
cytes).

4, The young women alone (both in the control
and patient groups) showed a correlation between
testosterone and class G and A immunoglobulin con-
centrations in the blood serum.
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KavHuueckue HCCIea0BaHUA

CpEaHEro BO3PAcTa BHABJICHA IIPIMAs CBA3b AHAPOrCHA C
T-cynpeccopurME (HETOTOKCHUECKMME TUMGPOIITAME) 1
YPOBHEM KJETOK, 3Skcmpeccupyiomux CD30-anTuren
(aKTEBMPOBAHHHE JUMPOIIUTHI) .

4. TonbKO y MONIOABIX XEHIIUH B TPYNIAax GOJBHHX H
KOHTPOJIS 00HAPYX€HA CBA3b 06IMEro TECTOCTEPOHA C KOH-
HOeHTpanMed IMMyHOrToOy iMEamy kiaacca G M A B CHBO-
POTKE KPOBH,

© M.JI.Pamapapxanamm, 1992 YK 618.146-006.6-005
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B03MOXHOCTH JOOTIepaLlUOHHOTO
aEHOKAPLUMHOMBI [IEHKH MATKHN

CTaaAupPOBaHUS

HHH xaunuqeckoii onkonozuu

CramupoBanye 3/I0KAYECTBEHHHX HOBOOOPA30BAHMIA
HeoOXOMMMO IS ONpeaeseHns Je4eOHOH TAKTHKH, IPOr-
HO32a ¥ IPOBENEHHS CPABHUATE/ILHOIO 3HA/IN3A PE3YIBTATOB
JICUECHUS B PA3JHYHHX OHKOJIOTHUYECKHX YYPEXICHMSIX.

Knaccndukanus mo cragmsm npemioxeHa PakosbiM
KoMuTETOM MexnmynapoaHoii eiepanil IMHEKOIOIOB 1
axkymepos (FIGO). Ona orpaxaer ¢ A0cTaTOUHO#H OJHO-
TOH BAPHAHTH AHATOMMYECKOTO PACHPOCTPAHEHMS OMYXO-
JIEBOTO HPOLIECCA B MpEAEJax KaXAod crapum, yno6HA M
TIpPOCTa 1S KIMHAYECKOM MpakTuKK. B HacTosmee ppems
9Ta KAacCH(PHUKAmMd MHUPOKO HCHOMb3YETCS BO MHOIHX
crpanax mupa (CIIIA, Aurns, Ascrpas, lllsenus u np.).

J.Meigs [8] oTMeTHN HENOCTATKM KJIMHHYECKOTO
CTaAUPOBAHMS B ONPENEJCHAM HCTHHHOIO pAacIpocTpa-
HCHUA PaKa MEAKH MATKH M IPENIOXMI KAacCuPUKammo,
OCHOBAHHYIO Ha JAHHKHX XHPYPTrHYECKOTO BMEMATEIbCTBA
M IATOTHCTOJIOTHYECKOTO MCCACKOBAHHUS.

Hecoorsercreue MEXOY XAPYPrUYECKAM "
KJMHAYECKHM CTAJUPOBAHMEM DAKA IMEHKH MATKH OTME-
YEHO MHOTEMH UccaefaoBarensmu [3, 5,7, 13].

B cootsercTBHH ¢ n0sI0XeHIAME Kaaccudukamum FIGO
LU CYXAEHAS O CTCICHM PAcIPOCTPAHECHHS paka MICHKH
MAaTKH MCIIOMB3YIOTCH CAEHYIOMUE METOM : THHEKOJIOTHYE-
CKOE WCCIACIOBAHHE, KOTOPOE MOXET HPOBOAUTHCH MOX
o6muM 06e3601BaHIEM, GHOTICH S, UCTOCKOIHS , APPATO-
CKONHUst, PEKTOPOMAHOCKOINS, IKCKPETOpHad yporpacdns.

OTH  METONB  MCCACAOBAHHM  HMEIOT, OXHAKO,
OrpaHHYE€HHOE 3HaucHHMe. Hanpumep, rumexosormueckoe
HCCIeA0BaHAE mOx o0muM 06e€360//MBaHNEM HE O3BOISET
ONPEAETHTD TOYHO 00BbEM OILY XOJIM M COCTOSIHHE TIAPaMeET-
PATIbHOM KJIETYATKH y XCHIIMH C OXHUPEHHEM M Y
HNalMEHTOK C HAPYIIEHHON MOABMXHOCTBIO B Ta300€APEH-
HBIX CYCTaBax; IUCTOCKOIHS HE HO3BOJISIET ONPENCIHTh
BOBJICUEHME B OITyXOJIEBHH MPOLECC MEMIIEYHOH 00010UKH
MOUEBOr0 Iy3HIPs; OCTAETCH HESCHHIM 3HAUCHHUE OyILies-
HOT'O OTEKA CAM3UCTOMH 000104KM MOUEBOTO ITy3HIPS; HEAO-
CTATOYHO WH(OPMAIMM IONYYAETCS MPH PEKTOPOMAHO-

CKOIMNY 1 NPPUTIOCKOIINH.

M.L.Ramarajapally

Value of Pre-Operative Staging of Cervical Adeno-
carcinoma

Research Institute of Clinical Oncology

Staging of malignant neoplasms is necessary to
determine treatment tactics, to prognosticate and
compare treatment outcomes in various oncological
institutions.

A stage classification is proposed by the Cancer

Committee of the International Federation of Gy-
necologists and Obstetricians (FIGO). It defines well
enough variants of anatomic advance of the tumor
disease within every stage, is easy to use in the clini-
cal practice. This classification is widely applied at
present in many countries (USA, UK, Austria,
Sweden and others).
J. Meigs [8 ] has noticed shortcomings of the clinical
staging in defining true extension of cervical cancer
and proposed a new classification based on surgical
and pathohistologic data.

Disagreement between the surgical and clinical
staging of cervical cancer has been mentioned by
many authors [3, §,7,13].

Cervical cancer staging by the FIGO classification
is based on the following methods: gynecologic exam-
ination that may be performed under general nar-
cosis, biopsy, cystoscopy, irrigoscopy, rectoromano-
scopy, excretory urography. v

These methods are however of a limited value. For
instance, the gynecologic examination under general
narcosis fails to determine the tumor volume and
state of the parametral cellular tissue on obese
women and in patients with limited mobility of the
hip joint; the cytoscopy cannot determine involve-
ment of the bladder muscular layer; value of the bul-
lous edema of the bladder mucosa is ambiguous; the
rectoromanoscopy and irrigoscopy give insufficient
information,

Nevertheless the FIGO classification does not
imply other methods, such as lymphography, ultra-
sound scanning (USS), nuclear magnetic resonance
(NMR), computed tomography, puncture. Of these




