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aisiercs nonmumophusm C-703T B mpomoTopHO# 0061aCTH, KOTO-
pBIil mpencTaBigeT co0oi 3aMeHy LUTO3MHA Ha TUMHUH B 703-M
nonoxennu. Ilpu ananuse nommmopdusma C-703T IL-5 ucnons-
3oBasu obpasisl JTHK 207 6onbubix XJIJT n 300 300poBBIX MHAM-
BHUJIOB KOHTPOJBHOH rpynmnsl. Matepuaiom s Beienenus JJHK
MOCITY’KHJIa BEHO3HAsI KPOBb, B3sITast U3 JIOKTEBOIT BEHBI IpobaH/ja ¢
noceayomei 006padoTkol METoI0M (EeHONI-XIOPOPOPMHON IKC-
tpakuuu. MccnenoBanue nonumopdusma rena IL-5 npoBoaunu me-
TOJIOM IoJIMMepasHoii enHoi peakuuu cunresa JJHK ¢ ncnonsso-
BaHHEM CTaHAAPTHBIX OJUTOHYKICOTHIHBIX MpaiimMepoB. YacToTsl
aJulesieil ¥ FeHOTHIIOB 110 M3y4aeMOMY JIOKYCY CpeJin OOJIBHBIX pac-
MpeIeNuInch ciaeayomum oopaszom: -703C IL-5 — 68,07%, -703T
—31,93%; -703CC —46,53%, -703CT — 43,07%, -703TT-10,40%.
B HOmyISIMHOHHOM KOHTPOJIE TAK)XE BBISIBICHO BBICOKAS 4acTOTa
amtens -703C IL-5 — 73,59%, Torna kak -703T — 26,41%; -703CC
— 54,48%, -703CT — 38,21%, -703TT — 7,31%. CpaBHUTEIbHBII
aHaJIM3 YacToT ajulesiei U reHoTHnos rexa IL-5 mexay OonbHBI-
mu XJII ¥ MOMy/IsSHOHHBIM KOHTPOJIEM HE BBISBIII JOCTOBEPHBIX
paznuuuii (p>0,05).

Paboma  evinonnena npu  uHaHcosou  nodoepiicke
Dedepanvroeo azeHmMcmea no Hayke u UHHOBAUUAM 6 PAM-
rax Dedepanvroui yenegoii npocpammul « Hayunvie u nayuno-
nedacozuueckue kaopvl unHosayuonrou Poccuuy» na 2009—
2013 2z (eoc. koumpaxm Ne 02.740.11.0496).

RESEARCH OF GENE-CANDIDATE IL-5 CHRONIC
LYMPHOCYTIC LEUKEMIA

S.S. Sirotina

Scientific Advisor — DMSci, Prof. M.I.Churnosov

National Research University «BSU», Belgorod, Russia

Chronic lymphocytic leukemia (CLL) it is neoplastic process
initially arising in a marrow as a result of tumoral transformation
of cage-predecessor formation lymphocytes. The immunological
inconsistency leading to activity of cages, producing a number in-
terleukins, causes development CLL. Interleukin 5 (IL 5) — a gly-
coprotein as which basic cages-targets B-lymphocytes for which
it is the strongest poctoBsiM the factor serve. Research objective
is studying of a polymorphic marker of a gene Interleukin 5 (IL-5
C-703T) in group of patients CLL. Gene IL-5 is mapped in Sth
chromosome (5q31.1). Functionally significant polymorphic vari-
ant of gene IL-5 is polymorphism C-703T in promotor area which
represents replacement C on T in 703rd position. At the analysis
of polymorphism C-703T IL-5 samples of DNA of 207 patients
CLL and 300 healthy individuals of control group used. As a ma-
terial for DNA allocation the blue blood taken from an elbow vein
the donor with the subsequent processing by a phenol-chloroform
method has served. Research of polymorphism of gene IL-5 spent
a method PSR of synthesis of DNA with use standard primers.
Frequencies alleles and genotypes on a studied locus among pa-
tients were distributed as follows: -730C IL-5 — 68,07%, -730T
— 31,93%; — 730CC — 46,53%, — 730CT — 43,07%, — 730TT —
10,40%. In population control also it is revealed high frequency
allele -730C IL-5 — 73,59%, whereas -730T — 26,41%;-730CC —
54,48%,-590CT-38,21%,-590TT-7,31%. The comparative analysis
of frequencies amneneii and genotypes of gene IL-5 between pa-
tients CLL and population control hasn’t revealed authentic dis-
tinctions (p> 0,05).

Work is executed with financial support of Federal agency
on a science and innovations within the limits of the Federal
target program «Scientific and scientific and pedagogi-
cal shots of innovative Russia» on 2009-2013 (contract Ne
02.740.11.0496).
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CBSI3b AHTUOKUCJIMTEJBbHOM AKTUBHOCTH
MJIA3MbI KPOBHU C T-IMM®OLUTAPHBIM 3BEHOM
HUMMYHUTETA

A. Kynps, A. bBykpeesa

Hayunstii pykoBoautens — O.HukoneHko

JIOHELKH HAlMOHAJIBbHBIN METMLIMHCKUI YHUBEPCUTET

uM. ['opbkoro, Ykpanna

HBJ'II) n 3aaa4da pa60T1,1: OLICHUTHh YPOBCHb AHTUOKUCIUTEIIb-
HOM aKTUBHOCTH ILITa3Mbl KpoBU U e€ CBs3b C T—J'II/IM(i)O[H/ITapHBIM
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3BEHOM HMMMYHHTETa y OOJBHBIX ITHEBMOKOHHO30M. Marepuaibl
1 MeTofbl. 00cnenoBaHo 137 maxTépoB OOJBHBIX MTHEBMOKOHHO-
30M (IIK) n 47 oTHOCHTENBHO 3[0POBBIX IIAXTEPOB KOHTPOIBLHOMH
rpyIIbl. AHTHOKUCIUTEIbHYIO aKTHBHOCTH IUIa3Mbl KpoBu (AOA)
OINpPEJENISIM METOAOM, KOTOPbIH OCHOBaH Ha CIOCOOHOCTH aHTH-
OKCHIAHTOB, COZCPIKAIIUXCS B ILUIa3Me KPOBHU, U3MEHATH CKOPOCTH
HEePEKHCHOTO OKUCJICHHUS! JIUIUJIOB, HHHIMUPOBAHHOIO PAaCcTBOPOM
cynbdara ABYXBAaJICHTHOTO JKeNe3a, B CYCICH3HH SIMYHOTO XKENTKA.
Jliist onpesieneHys MOBEPXHOCTHBIX aHTUIeHOB Tunos CD3+, CD4+,
CD8+, CD16+, CD22+ wucrnonb30Bajk MeTOA HUMMYHOQIHOOpec-
neniuy. ITomydyennsie pesynbratel: AOA 1U1a3Mbel KpoBH Y 001b-
Heix [IK Obua cHmkeHa 1o 49,76+0,46% B OTIMYME OT KOHTPOJIS
58,81+0,74% (S=7,87, p<0,001; MW=7,78, pMW<0,001). AOA
IIa3Mbl KPOBH HMMeNa OTPHLATEIbHYIO KOPPETAHOHHYIO CBSI3b C
OTHOCHTEJIBHBIM KOJIM4eCTBOM T-TMMQOLMTOB COIIacHO pacrpe-
JIENICHUIO TOBEPXHOCTHHIX peuentopoB CD3+ (r=-0,31, p=0,001),
C OTHOCHTEJIBHBIM KOJMYECTBOM KIETOK XejrepHoro 3seHa CD4+
(r=-0,29, p=0,0026), ¢ OTHOCHTEIBHBIM KOIHYECTBOM KIETOK CY-
npeccopHoro 3BeHa CD8+ (1=-0,26, p=0,0056), ¢ OTHOCUTEIBHBIM
1 aOCOJIFOTHBIM KOJIMYECTBOM €CTECTBEHHBIX KmiuiepoB CD16+ (r=-
0,22, p=0,021). BeiBozsl. AOA mna3msl kpoBH y 6onbHbIX TIK cHu-
sxeHa. Habmonaetcs oTpunarensbHas KOpPeIIIHOHHAS CBA3b C OTHO-
CHUTEJIBHBIM KOJNYeCTBOM T-THMM(OLUTOB COITIACHO PaCIPEICIICHUIO
MOBEPXHOCTHBIX perentopoB CD3+, CD4+, CD8+, CD16+ u ¢ ab-
COJIIOTHBIM COJIEp’KaHUEM €CTECTBEHHBIX Kuiiepos CD16+.

CORRELATION BETWEEN ANTIOXIDANT ACTIVITY
OF BLOOD PLASMA AND T-CELLS COMPONENT

OF IMMUNE SYSTEM

A. Kudrya, A. Bukreeva

Scientific Advisor — O.Nikolenko

M.Gorky Donetsk National Medical University, Ukraine

Correlation between antioxidant activity of blood plasma and
T cells component of immune system. Aim and objectives: assess
the level of antioxidant activity of blood plasma and its correlation
with T cells branch of immunity in patients with pneumoconiosis.
Materials and methods: There are 137 miners with pneumoconiosis
(PC) and 47 miners without any pathology were exam. Antioxidant
activity (AOA) of blood plasma was tested by the method which is
based on the ability of antioxidants in blood plasma change the speed
of lipid peroxidation initiated by ferrous sulfate solution in suspen-
sion of egg yolk. To determine the types of surface antigens CD3+,
CD4+, CD8+, CD16+, SD22+ used the method of immunofluores-
cence. Results: AOA of blood plasma in patients with PC was re-
duced to 49.76+0,46%, in contrast to control 58,81+0,74% (S=7,87,
p<0,001; MW=7,78, pMW<0,001). Antioxidant activity of blood
plasma were negatively correlated with the percentage of T lympho-
cytes according to the distribution of surface receptors CD3+ (r =-
0,31, p=0,001), with the percentage of T helper cells level CD4+ (r
=-0,29, p =10, 0026), with the percentage of cytotoxic T cells CD8+
(r =- 0,26, p = 0,0056), with the percentage and absolute number
of natural killer T cells CD16+ (r =- 0,22, p = 0,021). Conclusions:
AOA of blood plasma in patients with PC reduced. There is a nega-
tive correlation with the percentage of T lymphocytes according to
the distribution of surface receptors CD3+, CD4+, CD8+, CD16+,
and with the absolute content of natural killer cells CD16+.
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3HAYEHUE NPOCTAIVIAH/IUHA E2 B BbIJIEJIEHUHU
OCMOTHUYECKH! KOHIIEHTPUPOBAHHOM MOYX
IIPU COJIEBOI HAI'PY3KE HA ®OHE CYJIEMOBOM
HE®POIIATUU

K.B. CnobonsnH

Hayunbii pyxoBoaurens — npod. F0.E.Porossrii

BykoBuHCKMIA rOCy1apCTBEHHBIN MEUIIMHCKUI YHUBEPCUTET,
UYepHoBIIBI, YKpanHa

B onbitax Ha 40 GesbIX HENMHEHHBIX MOJOBO3PEIbIX KpbICax-
camIlax ¢ CyJeMOBOM Hedponarueil ¢ MoMOLIbI0 MHOTO(aKTOPHOTO
PErpecCHOHHOrO aHajnu3a ONpPE/EIEHbl JIOCTOBEPHbIE B3aUMOCBS3U
(p<0,05) mexxay comepkanueM npocrarnanaiuaa E2 B Mo3roBom Be-
IIECTBE, COCOUKE MOYEK U KOHLEHTPAILMel OCMOTHYECKH AKTHBHBIX
BEIIECTBB MOYE C HATMYMEM JAUCTAPMOHUYECKUX THArPaMM Kak Ipu
Harpyske pacTBopa XJIOpHu/ia HaTpusi,TaKu PU BOJAHOM JHYype3e, YTO
00yCIIOBJIEHO KQYECTBEHHO M3MEHEHHON MOOMIM3aluell KoMIeHca-



Cekuymsa «06Lyas natonorus»

TOPHBIX BO3MOXKHOCTEH rnpocranianuHa E2 B yka3zaHHBIX ydact-
KaxX IOYEK OTHOCHUTEIBbHO BBIACICHHS MOHOB HATPHUS B YCIOBHSX
MOBPEXKJICHUS MIPOKCHMANIBHOTO 0oT/ie1a HedpoHa. [Ipu cynemoBoii-
He(pOIaTHK yBEIMYCHUE KOHICHTPAIIMU UOHOB HATPUS U OCMOTH-
YECKM aKTUBHBIX BEILECTB B IUIA3Me KPOBHU Ipu Harpyske 3% pac-
TBOPOM HaTpHsi 00yCIIaBINBACTYBEIMYCHHOE MOCTYIICHHEAAHHOTO
KaTHOHA B OPraHN3M JKHBOTHBIX. YBEIHUCHHE JIHype3a H KIyOOUKo-
BOI (UIBTPaMHOOYCIOBICHBI PAa3BUTHEM OCMOTHYECKOTO AMYype-
3a, YBEJIMYCHHEM BIIHSHHS Ba30HIIATATOPHBIX HATPUITypETHICCKHIX
(hakTopoB: npocrartanauna E2, a-nepencepiHoro HarpuitypeTrnue-
CKOTO TOPMOHA, Ba30MHTECTHHAJIbHOIO nentuaa. Hapocranue ex-
CKPEKIIMH MOHOB Kalns00yCIOBICHOYBEIMUYCHHBIM TTOCTYIUICHHEM
MOHOB HaTpus 10 maculadensa NpuBenO K aKTHBALMU IOKCTAIJIOME-
PYJSIDHOTO araparac BbIJEJICHHEM aHTMOTEH3MHA 2,KOTOPBI CTH-
MYJIUPYET NPOIYKIHIO aJbJOCTEPOHA BKOPKOBOM BEILECTBE HaJl-
MMOYEYHHUKOB. [lepcrekTuBOil anbHEHIIMX HCClenoBaHuil Oyaer
HPOBEICHHE MHOTO(AKTOPHOTIO PErPECCHOHHOIO aHAJIN3a B3aeMOC-
BS3MI MEXIY COAEp)KaHUEM INpocTaraHauHa E2 B moukax W KOH-
LEHTPALMEI0 OCMOTHYECKU aKTUBHbBIX BEIIECTB B MOUE IIPH COJIEBOI
Harpyske Ha ()oHe CyseMbl Y HHQAHTUIBHBIX KPBIC.

VALUE OF PROSAGLANDIN E2 IN ALLOCATION

OF OSMOTICALLY CONCENTRATED URINE AT SALT
LOADING AGAINST MERCURY NEPHROPATHY

K.V. Slobodjan

Scientific Advisor — Prof. Y.E.Rohovyy

Bukovinian State Medical University, Chernovzi, Ukraine

The role of prostaglandineE2 in excreating osmoticalli concentrated
urine under loading by 3% solution of sodium chloride in case of mer-
curic chloride nephropathy. Experimentally in 40 white non-pedigry
mature male rats with mercuric chloride nephropathy by multi-factor
regressive analysis the reliable relationships between the content of
prostaglandine E2 in medullary substance,renal papilla and the con-
centration of osmotically active substance in urina with the presense
of disharmonious as under loading by sodium chloride solution as un-
der waterdiuresis were detected whith resulted from the qualitativele
changed mobilization of the compensatory abilities of prostaglandine
E2 in mentioned parts of kidney with respect to the release of sodium
ions in respons to lesion of the proximal part of nephron.
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MOP®OMETPUYECKAS XAPAKTEPUCTHUKA
KPUTUYECKOM AJIBTEPALIAA U CEJTEKTUBHOM
TUBEJA HEMPOHOB 'OJIOBHOI'O MO3TA

P ITIOCTPEAHUMALIMOHHOM SHIEPAJTONMATHH
A.B. EBcees

HayuHblii pykoBOAUTENb — I1.M.H., 1pod.B.A. Tymanckuii
3aropoKCKuit rocy1apCTBEHHbIA MEAUIIMHCKUI YHUBEPCUTET,
Ykpaunna

Llensio uccaenoBanus ObUIO M3yYeHHE MOP(POMETPUUESCKUX IIa-
pPaMETpPOB CEJICKTHBHO MOBPEKICHHBIX HEHPOHOB KOPBI TOJIOBHOIO
Mo3ra B noctpeanumanonHom nepuoze (ITPIT). PaGora BeimonHeHa
Ha CEKI[MOHHOM Marepuaie 116 ymepumx OONbHBIX, KOTOpBIE Hepe-
Hecs KiHrYeckyto cmepth (KC). Beraucnenne reoMmeTpudeckux u
JICHCUTOMETPHYECKHX XapaKTePUCTUK HEHPOHOB NMPOBOAMIH C I10-
MOIIIBIO KOMIBIOTEPHOH CHCTEMBI U(POBOTO aHAIH3a H300PaKEHUS
KS 200 («KontronElektronik», I'epmanust). Onpenensuii miomais
(AREA), nepumerp (PERIM), koaddunuent dopmer (FCIRCLE),
a TaKXkKe ICHCUTOMETPUYCCKHII IOKa3areib ONTHYECKOH IUIOTHO-
ctu (MEAND) neliponos. Ilony4yeHHble qaHHbIE 00padaThIBAINCh
CTaTUCTHYECKH. B pe3ynbrare KOMITBIOTEPHO-MOP(HOMETPUIECKOTO
HCCIIeIOBAHMS HIIEMUYESCKU YIIOTHEHHbIC HEHPOHBI HMENH CIIeLy-
romme napamerpsl: AREA — 276,4+12,6 mxm?, PERIM — 68,1£3,4
MkM, FCIRCLE - 0,79+0,03, MEAND — 131,346,2 yclIOBHBIX €11~
Hun (YE). Mmemudeckn HabyXImue ¥ XpOMaTOIUTHYECKH H3MEHEH-
HBIE, a TAKXKE HIIEMUYECKU YILIOTHEHHBIE, THIIEPXPOMHBIE HEHPOHBI
K KOHIy nepBbIX cyTok nocie KC umenu cieyromue napameTpa:
AREA — 42724234 u 162,5+7,8 mxm?, PERIM — 108,4+5,1 u
53,1£2,5 mxm, FCIRCLE - 0,89+0,05 u 0,75+0,03, MEAND —
147,4+£7,4 u 127,6+6,2 VE coorBeTcTBeHHO. Yepe3 3 cyTOK mocie
nepeneceHHol KC 3HauuTeNbHO BO3pacTalio KOJIMUECTBO HEHPOHOB
C MPU3HAKAMH KapHOIUTONU3HCA U KOAry/IAHOHHOTO HeKpo3a (MIH
arorTo3a), MMEeBIINX cleayrouue napamerpsl: AREA—1002,8+42,5
u 139,2+6,8 mxm?, PERIM — 122,345,8 u 48,1+2,3 mxm, FCIRCLE

—0,93+0,05 u 0,83+0,04, MEAND — 175,7+6,4 u 115,5+4,9 VE co-
OTBETCTBEHHO. MI3MeHeHHs 3THX MOKa3aTelell OTpakKeHO Ha IHa-
rpammax. Takum 0Opa3om, ObUIO NOKa3aHO, YTO HOPMaJbHBIE, Ce-
JIEKTUBHO TMOBpeXIeHHble U ruOHynme B [TPII HelipoHbl MMeErT
JIOCTOBEPHO OTIMYAOIIHECs MOP(HOMETPUYECKHE T10Ka3aTeNH, YTO
OTpa’kaeTcs B U3MEHEHUH HX IUIOMA/IH, IepUMeTpa, HOPMEI H ONTH-
YECKOW IUIOTHOCTH NPH SIBJICHUSX TUIEPrUpaTalny, KOJIMKBALUU
WU KOAryJSIUH BHY TPUKICTOUHBIX YIBTPACTYKTYP.

THE MORPHOMETRICAL CHARACTERISTIC

OF CRITICAL ALTERATION AND SELECTIVE DEATH
OF BRAIN NEURONS AT THE POSTRESUSCITATION
ENCEPHALOPATHY

A.V. Evseyev

Scientific Advisor — DMSci, Prof. V.A.Tumanskiy
Zaporizhzhian State Medical University, Ukraine

Studying of morphometrical parameters of selectively damaged
cortical neurons at the postresuscitation period (PRP) was the pur-
pose of the present research. Work is made on a sectional material
of 116 died patients which have transferred apparent death (AD).
Calculation of geometric and densitometric characteristics of neu-
rons spent using computer system of the digital image analysis KS
200 («Kontron Elektronik», Germany). The area (AREA), perime-
ter (PERIM), shape factor (FCIRCLE) and a densitometric indicator
of optical density (MEAND) of neurons was defined. The obtained
data was processed statistically. As a result of the conducted comput-
er morphometry research ischemic condensed neurons had follow-
ing parameters: AREA — 276,4+12,6 pm?, PERIM — 68,1+3,4 um,
FCIRCLE - 0,79+0,03, MEAND - 131,3+6,2 standard units (SU).
Ischemic swollen and chromatolytic changed and also ischemic con-
densed, hyperchromatic neurons to the extremity of the first days af-
ter AD had following parameters: AREA —427,2+23 4 and 162,5+7,8
um?, PERIM — 108,4+5,1 and 53,142,5 um, FCIRCLE - 0,89+0,05
and 0,75+0,03, MEAND — 147,4+7,4 and 127,6+6,2 SU accordingly.
In 3 days after AD the quantity of neurons with signs of a karyocy-
tolysis and a coagulative necrosis (or an apoptosis), having follow-
ing parameters considerably increased: AREA — 1002,8+42,5 and
139,246,8 pm?, PERIM — 122,3+5,8 and 48,142,3 pm, FCIRCLE —
0,93+0,05 and 0,83+0,04, MEAND — 175,7+6,4 and 115,5+4,9 SU
accordingly. Changes of these indicators it is shown in charts (fig.
1-4). Thus, it has been shown that normal, selectively damaged and
dying neurons at the PRP have authentically different morphometri-
cal indicators that are reflected in change of their area, perimeter,
shape and optical density at the hyperhydration phenomena, colli-
quations or coagulations of intracellular ultrastructures.
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BJIUMAHUE ®PUTOIKIAUCTEPOHA HA MACCY TEJIA

U ®PUZNYECKYIO PABOTOCHIOCOBHOCTbD KPbIC
MPU JUINTEJBHOW TMITOKWHE3WHA

1.B. baxapes

Hayunslii pyxoBonureins — npod. B.B./laBbiioB

Pszanckuii rocyapcTBeHHBINH METUIIMHCKUI yHUBEpcUTeT, Poccus

T'unoxunesust (I'K) mpencraBnseT akTyaabHYI0 OpodiaeMy CoBpe-
MEHHOH MeIHLHHBL. B HacTosIee BpeMsl BeIeTCsl aKTUBHBII ITOUCK
JIeKapCTBEHHBIX PACTUTENBHBIX CPEACTB, CIIOCOOCTBYIOIINX aaNTa-
LMY OpraHu3Ma K MaJONOJABIDKHOMY 00pasy >ku3HH. Llenb paboTs
— U3Y4UTh CHOCOOHOCTH (uTodkaucTepoHa (D) u3MeHsATh Maccy
Tena u PU3NYECKy0 paboTOCIIOCOOHOCTD KPhIC, TToABeprHyThIX I'K.
Marepuanst u metoasl. 'K MonennpoBanach myTem JIByXMECSIHOTO
COJIepIKAHMS JKHBOTHBIX B IUICKCHIVIACOBBIX KJIETKax-IIEHANIaX pas-
MepoM 145x65%50 MM, CHaOXKEHHBIX MHAUBHIYaJIbHBIMU TTOMJIKA-
MH U KOPMYIIKaMH. DKCIEPUMEHTBI TPOBE/ICHBI Ha 15 6eCropoHbIX
TIOJIOBO3PEIIBIX OENBIX KPBICAaX-CaMIIaX, Pa3/ieIeHHBIX Ha TPH CEPHU.
Kpbicbl onbiTHOM cepun nozaseprainuch ['K ¢ exenHeBHbIM nepo-
pansubM BBefenueM 0,1% Bognoro pactsopa ©3 B 00beMe 5 MI/KT
Mmaccel Tena. B xontpose Ha ¢one 'K Taxxe u B TakoM ke o0beMe
BMecTo DD naBanack qUCTHIIMPOBaHHAs BoJa. JKUBOTHBIE TPEThei
cepuH (HOpMa) COZIepIKaIuCh B OOBIUHBIX YCIOBHSIX BUBapHs. Macca
BCEX KPBIC H3MepsIach 1Ba pa3a B HEJETIO Ha IPOTSDKEHUH IBYX Me-
csres. PaboTocrocoOHOCTh KMBOTHBIX BCEX CEpHil OILEHMBAIACh
10 MAKCHMaJIbHOMY BPEMEHH IUIaBaHHSA (JO BTOPOTO MOTPYXKEHUS
Tejla MoJl BOJY) € IPy30M Yy KOpHsl XBOcTa, paBHoro 10% ot mac-
ChI Tena, B NIyOoKkoM cocyze ¢ Bopoii 20-21°C. Pesynbratsl. Macca
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