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[lornMaHme OCHOBHBIX MEXaHU3MOB TpaHcPopma-
UM 00paTUMBIX T€MOAWHAMHYECKHX, KIETOYHBIX H
MOJIEKYTISIPHBIX N3MEHEHHH, MAaHU(ECTUPYEMBIX CTOM-
KHM O4aroBbIM MOP(OIOrHYecKUM Ie(EeKTOM — HH-
(hapkTom mo3ra [5, 6, 11, 12, 13], sBnseTcst OCHOBHBIM
3TaroM UCCIIEJOBAHNUS ITPOLECCOB MMOBPEKIECHHS TKa-
HHU MO3Ta IIpU OCTpOH 1iepeOpanbHOi HIlleMuH (Uie-
Mudeckuid nHCyIsT — M), YcTaHOBIIEHO, YTO B TIATO-
reHese octporo nepuona MU napsany c riyramar-
KQJIBITUEBBIM KacKaaoM U (EHOMEHOM DKCAUTOTOK-
CHUYHOCTH BKHYIO POJIb UTPAIOT UIMMYHOJIOTHYECKUE
MexaHm3MEbI [6, 7, 12]. YkazaHHble OMOXUMHYECKUE
MIPOLIECCHI 3aITyCKAI0T MEXaHU3Mbl BTOPHYHOTO TIOB-
peXIaeHHS, Cpeau KOTOPHIX Hanbojee BaKHBIMU
SIBIIIFOTCS peaKLUK JIOKAJIbHOT'O BOCTIANIEHU S, CO3/At0-
e 6a3y ayroMMMyHHO# arpeccuu [7]. Hecmotps
Ha OOLIMPHBIN KIMHUYECKUH U SKCIIEPUMEHTAIbHBIH
marepuan [3, 5-7, 12, 14, 16, 17], B nutepaType ymo-
MUHAIOTCS JHUIIb €JUHUYHBIE HCCIIEN0BAHUS, IIOCBSI-
LIEHHBIE POJIM MMMYHOBOCIAJIUTEIHFHOTO Mpolecca
octporo nepuoaa B maroreneze UM [7, 9, 14]. B cere
HOBBIX THarHOCTHYECKHUX TEXHOJOTHH OTKPBIBAETCS
MIEPCIIEKTHBA U3YUYEHUS] NMMYHOJIOTHYECKIX KpHUTe-
pueB uaeHTrGUKAMHU 1 Jud depeHInaTbLHON TUarHoc-
THKU HIIEMHYECKOTO WHCymbTa [7, 9, 12, 14]. D10
MO3BOJIUT MOBBICUTH 3()(PEKTUBHOCTH MPAKTUUECKH
OTCYTCTBYIOIIEH MMMYHOMOIYJIUPYIOUIEH Tepamnuu,
HaIpPaBJICHHON Ha YMEHBIIEHNE PEaKIIUU JOKAJIbHOTO
BOCTIAJICHUA U MUHUMH3ALUU ay TONMMYHHOM arpec-
CHH, CHU3HUTb CTETICHb HHBATUIHOCTH U JIETAIBHOCTD,
YIY4IIUTh Ka4€CTBO KU3HU MalueHToB. CieqoBareib-
HO, TPHUBEJICHHBIC BhIIIIE (aKThl CBUICTEILCTBYIOT 00
AKTyaJIbHOCTH TaKOTO POJia NCCIEIOBAHUMN.

Lenp pa®oTel — U3yuyeHHE UMMYHOJIOTHIECKHUX
ACTMEeKTOB HMIIEMHUYECKOTO MHCYIbTa M 000CHOBaHUE
BO3MOKHOCTH MPOBEACHHUSI UMMYHOMOTYIHPYIOIIEeH
TEepanuy BBEJCHNEM KPHOKOHCEPBHPOBAHHBIX SMOPHO-
HAJIbHBIX HEPBHBIX KJIETOK.
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of Ischemic Insult Acute Period

Research of brain tissue damage processes under
acute cerebral ischemia (ischemic insult: II) was mar-
ked by a new stage of understanding the main
transformation mechanisms of reversible hemodyna-
mic, cell and molecular changes, manifesting in a
resistant focal morphological defect: brain infarct [5,
6,11, 12, 13]. Immunological mechanisms along with
glutamate-calcium cascade and excitotoxicity
phenomenon were established to play an important role
in the II acute period pathogenesis [6, 7, 12]. The
mentioned biochemical processes trigger the secondary
damage mechanisms, among which the most important
are the local inflammation responses, creating the base
for autoimmune aggression [7]. In spite of a huge
clinical and experimental material [3, 5-7, 12, 14, 16,
17] there are reported only single researches, covering
the role of immune inflammatory process of acute
period in I pathogenesis [7, 9, 14]. In the light of new
diagnostic technologies the perspective of studying the
immunological criteria of identification and differential
diagnostic of ischemic insult is getting open [7, 9, 12,
14]. In its turn, this will enable to enhance the
efficiency of practically absent immune modulating
therapy, oriented to a decrease in local inflammatory
response and minimisation of autoimmune aggression,
that as a result will enable to reduce the disability degree
and lethality, to improve life quality in patients. So, the
mentioned above data testify to the actuality of such
kind of research.

This research was aimed to study the immunological
aspects of ischemic insult and substantiation of possible
immune modulating therapy performance by intro-
ducing cryopreserved embryonic nerve cells.

Materials and methods

Experiments were carried-out in 180-200 g” Wistar
male rats (n=50) of 4-5 months old. Brain ischemic
insult was experimentally modelled by medial cerebral
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Matepnanbl 1 meToAbI

DKCIEPUMEHTHI TTPOBEACHBI Ha 50 4—5-MecauHbIX
KpbIcax-camuax JuHuM Bucrap, maccoit 180-200 r.
OKCIIEpUMEHTAIBHO MIIEMUYECKUN WHCYJIBT IOJOB-
HOTO MO3ra ObUI CMOZEIUPOBAH MOCPEICTBOM OK-
KITI03uM cpenHeit Mo3roBoi aprepun (CMAO) B ieBoM
MOJIyLIapuy OOIIETIPUHATHIM criocoOoM [8]. Dot
METOJ] TIO3BOJISIET MOIYYHUTh CTaHIAPTHOE ITOBPEXK-
JeHNe, KOTOPOE PaclHpoCTpaHsIeTcs] Ha HEOKOPTEKC.
Kpeic HapkoTusupoBanu keramuHoM (125 Mr/kr)
WHTpanepuToHeaabHo. Bo Bpems onepanyu u 10 BBIXO-
J1a U3 HapKO3a TeMIIepaTypy Teia >KUBOTHBIX MOAJIEP-
)kuBajiu Ha ypoBHe 37°C. OnepalMoHHYIO paHy
MOCJIONHO YIIUBaIH.

CycneH3nio >MOpHOHANBHBIX HEPBHBIX KJIETOK
(BHK) noxy4anu rmocine qeKanuTaIiy B CTEPIbHBIX
YCIOBUSIX IIyTEM TOMOTCHHU3ALMY MATKUX TKaHEH MO3-
ra mionoB Kpsic 15 cytok recranmu. OHK kxpuoxon-
CEpPBUPOBAIHM Ha MPOrPAMMHOM 3aMOpa)KuBatele
VYOII-6 CKTb u OIIl UTTKuK HAHY non 3amurtoit
kpuonporekropa IMCO B 10%-ii KOHIIEHTpaLUK 1O
meroay [4]. OrrauBanue — npu 41°C Ha BOASHOU
b6ane. Brenenne xpuokoncepBupoBaHHbIXx DHK
(xOHK) nnu natuBabix OHK (HOHK — xoHTpOIB)
OCYUIIECTBIISTA B XBOCTOBYIO BEHY KpbIC depe3 6 4
nociie CMAo. Beex »KHBOTHBIX pa3aennin Ha 4 TpyTI-
mel: 1 — uaTakTHEIE (n = 5); 2 — WU (n = 15); 3 —
WU + BBenenne kOHK (n = 15); 4 — NN + BBeacHue
HOHK (n=15). Becex )KMBOTHBIX JeKaUTHPOBAIIH IO
JIETKUM S(UPHBIM HapKo30M Ha 1-, 3- 1 7-e cyTkH rociie
nanmanud MU u neuenus.

Ummynnsiit cratyce (MC) ounenuBanu no cieayto-
LIMM KPUTEPHUSIM: OIpeAesieHHE 00LIeTo KOJIHMYeCTBa
T-nmumdonuron (CD3), T-xennepor (CD4) u T-cymn-
peccopos (CD8) (T uT ), eCTECTBEHHBIX KHILIEPOB —
EK (CD16) u B-numdornuros (CD72) B cene3eHke
KpBIC C TIOMOIILIO METOoJa MPSIMOU MeMOpaHHOM
nmmyHO(payopecuenuu [15] na muromerpe (FACS
Calibur), ucmonb3ys COOTBETCTBYIOIUE aHTUKPHI-
cunpie ®UTI] — MeueHHbBIE MOHOKJIOHAJIbHBIE
anturena (MAT) (BD, CIIIA) k CD3-, CD4-, CD8-,
CD16- u CD72-cTpyKkTypam; onpeaeneHne MUpKy-
TUpyomuX UMMYHHBIX KomruiekcoB (LIUK) B coI-
BOPOTKE KPOBH KHBOTHBIX 110 MeToxy [13]; onpene-
JICHHE KOJINYECTBA KJIETOK B IEPUTOHEATBHON MOIOCTH
(ITIT) 1 mx cnocoOHOCTH K aare3uu mo meroxy [10];
ompejneneHue GparonuTapHO aKTHBHOCTH KIJIETOK
[IIT meTomom [1]. DT METOIBI TIO3BOJISIOT CYAUTDH O
(hyHKIIMOHATPHOM COCTOSIHUU CHUCTEMBI MOHOHYK-
neapHbix (arorutoB (MPC) opranmzma. Ctatuctu-
YEeCKyI0 00padOTKy NOJTYUYEHHBIX Pe3yIbTaTOB ITPOBO-
JUITH TIapaMETPUIECKUM METOJIOM CTaTUCTHYECKOTO
aHanm3a (t-xpurepuii CThIOJCHTA) WU HEmapaMmer-
puueckum MeToioM MaHHa-YuTtHuU. B kauecTtBe Kpu-
TEpHsl CTATUCTUUYECKOM JOCTOBEPHOCTH Pa3IUuMid
MPUHUMAIH YpOoBeHb 95% (p<0,05) [2].
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artery occlusion (MCAO0) in left hemisphere according
to the standard method [8]. This method enables to
obtain quite a standard damage, spreading over
neocortex. Rats were intraperitoneally narcotised with
ketamine (125 mg/kg). During operation and prior to
anesthesia recovery the animal body temperature was
maintained at 37°C. Operational wound was sutured
layer by layer.

Embryonic nerve cells (ENCs) suspension was
derived under sterile conditions by homogenising brain
soft tissues of 15 gestation days’ rat fetuses after
decapitation. ENCs were cryopreserved with UOP-6
programmed freezer (Special Designing and Technical
Bureau with Experimental Unit at the Institute for
Problems of Cryobiology and Cryomedicine of the
National Academy of Sciences of Ukraine) under 10%
DMSO protection as reported in the paper [4]. Thawing
was done at 41°C on water bath. Introduction of either
cryopreserved embryonic nerve cells (cENCs) or native
(nENCs — control) ones was realised into a rat’s caudal
vein 6 hours after MCAo. All animals were divided
into 4 groups: the 1% group comprised the intact ones,
n=35; in the 2" were animals with II, n=15; the 3" one
consisted of those with II + cENCs introduction, n=15;
in the 4" were those with II + nENCs introduction,
n=15. All animals were decapitated under light ether
narcosis after I initiation and treatment to the 1%, 3%,
7™ days.

Immune status (IS) was assessed according to the
following criteria: determination of total number of T
lymphocytes (CD3), T-helpers (CD4) and T-suppre-
ssors (CD8) (T, and T ); natural killers (NK) (CD16)
and B lymphocytes (CD72) in rat spleen by the method
of a direct membrane immune fluorescence [15] with
cytometer (FACS Calibur), using the corresponding
anti-rat FITS-labelled monoclonal antibodies (MAB)
(BD, USA) to CD3, CD4, CD8, CD16 and CD72
structures. Circulating immune complexes (CIC) in ani-
mal blood serum were determined by the method [13].
Number of cells in peritoneal cavity (PC) and their
capability to adhere were detected by the method
reported in the paper [10]. Phagocyte activity of PC
cells was determined using the method [1]. These
methods enable the judging about a functional state of
mononuclear phagocyte system (MPS) of an organism.

The results obtained were statistically processed
either with parametric method of statistical analysis
(Student t-criterion) or Mann-Whitney’s non-
parametric one. The level of 95% (p<0.05) was
admitted as the criterion of statistical significance of
differences.

Results and discussion

In the II pathogenesis an important role belongs to
the local inflammation responses. The very they, by
manifesting in the certain form and different extent,
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Pe3yAbTatbl M 00Cy)xaeHue

B nmarorenese 111 BaykHYI0 posib UTPAOT PEAKLIMU
JOKalbHOTO BocnaieHus. iIMeHHo oHuU, MaHUec-
TUPYSICh B ONpeieNIeHHON (JOpME U pa3HOM CTETEHH,
SIBIISIIOTCS ITyCKOBBIM MEXaHU3MOM IPUCOEAUHSIO-
LIUXCS B AAJIbHEHIIEM ayTOMMMYHHBIX peakuUud in
situ. [TomyueHHbIE HAMU PE3yNAbTATHI JEHCTBUTEIBHO
CBUJETENLCTBYIOT O TOM, 4YTO nocie uHaykuuu MU
Ha0IroMaeTes pa3BuTHe TUCHYHKITMOHATHFHOTO COCTO-
STHUSI KJIIETOYHOTO ¥ TYMOPAJIbHOTO 3B€Ha UMMYHHTETA,
a TaK)Ke CUCTEMBI MOHOHYKJIEapHbIX (parorutoB. Han-
Oomnee BBIpaKEHHBIM M3MEHEHHEM B TYMOPaIbHOM
3BeHe UMMyHHOHU cucteMbl (MC) Ob1I0 MOBBIIIEHNE
conepxxanus LIUK yxe ¢ 1-x cytok naaykmum WU,
KOTOPOE K 7-M CyTKaM CyIIECTBEHHO yBEINYUBAIOChH
1o cpaBHEHUIO ¢ kKoHTposeM (puc. 1). [locne BBeneHus
kOHK nnmn ©OHK nokazatenu conepxanus LUK Obl-
JIM YBEJIMYEHHBIMH BO BCE CPOKU HaOMIONCHUSL, TPEBHI-
11asi KOHTPOJIbHBIE 3HAUYEHUsI, HO ObLIN 3HAYUTENBHO
HUXeE IPU CPAaBHEHMH C TOKA3aTEISIMU Y )KUBOTHBIX |
rpynnsl (puc. 1). JlaaHbii QakT CBUAETETBCTBYET O
TOM, 4TO BBEJICHHBIN OMOMarepuan yxe ¢ 1-x cyTok
HccienoBaHus crocoocTBoBan BeiBenaeHuo UK u3
OpraHn3Ma.

PaccmarpuBas ygactue M®OC, xotopas, KaK u3-
BECTHO, peaJn3yeT BaXHYI0 (QYHKIIMIO OpraHu3Ma —
BbIBE/ICHHE NIATOT€HHBIX BEIIECTB, (POPMHUPYEMBIX B
MIPOLIECCE Pa3BUTHUS MATOJIOTUH U, B yacTHOCTH LITUIK,
OBUIO MOKAa3aHO, YTO JIOKAJbHOE BOCHAJIIEHHE MO3Ta
npu MU pacnpoctpaHseTcst Ha BeECb OPraHNU3M, BOB-
nekas u kietku [II1. B He#lt mpoueHT daronuru-
pytomux kinetok (OW) u mHAEKC 3aBEpIIEHHOCTH
¢darouutoza (U3®P) cHmkamuch yxe Ha 1-e CyTKH
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Puc. 1. [Tokazarenu conepxanus LIK B cbiBOopoTKE KpOBU

kpbic ¢ U no u nocne neuenus. M- NH; - NN+ kOHK;

O-NN+aOHK; — — KOHTpONB.

Fig. 1. Indices of CIC content in blood serum of rats with IT
prior to and after treatment. B — II; B — [[+cENCs; O —
II+nENCs; — — control.
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are the trigger mechanism of joining later autoimmune
responses in situ. Our results really testify to the fact
that after II induction there is observed the development
of dysfunctional state of cell and humoral immunity
link, as well as mononuclear phagocyte system. The
most manifested change in humoral link of immune
system was an increase in CIC content even from the
1** day of II induction, which considerably increased
to the 7% day compared to the control (Fig. 1). After
cENCs or nENCs introduction the indices of CIC
content were increased within the all observation
terms, by exceeding the control values, but remaining
significantly lower than the indices in the 1% group’s
animals (Fig. 1). This fact testifies that the introduced
biomaterial even from the 1* day of observation
contributed to CIC removal from an organism.

By considering the participation of mononuclear
phagocyte system (MPC), which is known as realising
an important organism function: release of pathogenic
substances, being formed within pathology develop-
ment and, particularly CIC, it was demonstrated that a
local brain inflammation at II was spread onto the who-
le organism, involing PC cells, as well. The number of
phagocytizing cells (PI) and phagocytosis completion
index (PCI) reduced in it even to the 1 day of II
development, and to the 7" day they were almost twice
lower compared to the control. However an absorption
activity of each phagocyte (PI) within the whole
observation terms remained almost unchanged (Fig.
2). Even if a functional activity of PC cells after either
cENC or nENCs introduction was slightly lower than
the control, it significantly exceeded that in animals of
the 1% group, especially to the 7" day (Fig. 2).

Immune inflammatory processes are known as
realising under interaction of all links of immune system
(IS), involving other system of an organism (in this
case vessel epithelium). Adhesion molecules (VCAM,
ICAM, LFA etc.) participate in this process [17]. Both
the expression degree of these molecules and expres-
sing them cell number are determined by the character
of cytokine profile of an organism, dependent on the
development degree of this process and on therapy
performed. Thus, under II development there is a
decrease in a number and adhesion degree of PC cells,
that is especially manifested to the 3™ day. The intro-
duction of either cENCs or nENCs recovered this
function to the 3™ day but exceeded the control values
to the 7 day (Fig. 3).

MPC cells, being the one of leading factors in
realising the immune inflammatory process, are known
to predict the function of both humoral and cell IS links.
A change in MPC functional activity and indices of
humoral links at Il involve the changes in cell link. This
fact was traced when studying the phenotype charac-
teristics of the principal populations of IS cell link. The
concentration of general T-lymphocyte was established
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pa3sutus MU, a x 7-m
CyTKaM IIOYTH BJBOE IO
CPaBHEHHIO C KOHTPOJIEM.
OpHako MOTTIOTUTENbHAS
AKTUBHOCTh KaXKIOTO (a-
roruta (OY) Bo Bce cpoku
HaOIO/ICHHS TIOYTH HE H3-
MeHsiachk (puc. 2). OyHk-
LMOHAJIbHAS aKTUBHOCTH
knetok IIII mocne BBe-
neaust kOHK i aDHK
OblJIa HECKOJBKO HEXKE
KOHTPOJIS, OJTHAKO 3HAYH-
TEJIBHO TPEBHIIIajia TaKo-
BYIO Y )KUBOTHBIX | rpym-
MBI, 0COOEHHO Ha 7-€
cyTku (puc. 2).
W3BecTHO, YTO UMMY-
HOBOCTIAJIUTEIbHBIC TPO-
LIECCHI PeaTn3yrTCs MpH
B3aUMOJEHCTBUHU BCEX
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Puc. 2. IToxazarenu darouurapaoi aktuBHOCTH Ki1eTok 111 ¢ MU o u mocne neuenus. M—
UN; O- NN+ xOHK; O- MN+u3HK; — — KOHTpOJIb.

Fig. 2. Indices of phagocyte activity of PC cells in rats with II prior to and after treatment.
B - 1I; O IT+cENCs; O II+nENCs; — — control .

3BeHbeB MC, BoBJeKas

JpyTHE CUCTEMBI OpTraHm3-

Ma (B TaHHOM CIIy4ae SIHUTeNni cocyqoB Mo3ra). B
3TOM Mpolecce NPUHUMAIOT yYaCTHE MOJIEKYIBI
aaresun (VCAM, ICAM, LFA u ap.) [17]. Dxcnpec-
CUA ITUX MOJIEKYJN, KaK U KOJHYECTBO KIETOK HX
9KCIIPECCUPYIOIINX, OMPENEsIeTCs XapakTepoM ITH-
TOKMHOBOT'O NPOQUIIsl OPraHu3Ma, KOTOPBIN 3aBUCHT
OT CTENIEHHU Pa3BUTHUs JAHHOTO MPOIlEcca U OT MPOBO-
nuMoit repanuu. Tak, mpu passutun M1 ymenbiaercs
koinyecTBO kieTok B III1 u cHmkaetcs creneHb ux
aAre3uH, YTO OCOOCHHO MPOSIBIISIETCS HA 3-€ CYTKH.
Beenennsie kOHK wnnu

HOHK BoccranaBnuBanu

to reduce even to the 1% day but to the 7™ one these
changes were significant. The same regularity was
observed when studying the sub-populations T, and T,
as well, that resulted to a considerable increase in
immune regulatory index (IRI). These changes testify
to a manifested dysregulatory shift of these cells,
participating in realisation of immune inflammatory
response. The NK number to the 1* day was
significantly increased by reducing to the 3 and
especially 7" day. Such NK activation may be related
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Horo 3BeHa npu U Bre- 1 3 7 1 3 7

KyT 3a COOOM HapyIIeHHs
COCTOSIHHSI KJIIETOYHOTO
3BeHa. OTOT (pakT ObLI
MPOCIIEKEH MPH HCCIIENI0-
BaHUU (DEHOTHITUYECKUX
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Bpewms, cyt Time, days
Puc. 3. [loka3arenu agre3uBHoi akTuBHOCTH Ki1eToK I111 ¢ UM o u mocne neuenys. M- U,
O- 1N+ xOHK; O- M1U+u2OHK; — — KOHTpOIIb.
Fig. 3. Indices of adhesive activity of PC cells in rats with II prior to and after treatment.
M- II; O [I+cENCs; 00— II+nENCs; — — control.
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XapaKTepUCTUK OCHOBHBIX MOMYISIIHI KIETOYHOTO
3BeHa VIC. Bputo ycTaHOBIEHO, YTO KOHIIEHTPALUS
o6mux T-muMQOonUTOB CHIXAaJIach yke Ha 1-e CyTKH,
a K 7-M CyTKaM 3TH W3MEHEHHs ObUTH 3HAYNTETbHBIMH.
Takast xe 3aKOHOMEPHOCTh Haliionanach ¥ MpH
uccnenosanuu cyononynsamuu T u T , uto mpuBoauio
K CYLIECTBEHHOMY YBEJINYEHUIO UMMYHOPETYIISITOP-
Horo uHnekca (MPW). /lanHble n3MeHEeHUs CBUjIE-
TEJBCTBYET O BRIPAKEHHOM AUCPETYISTOPHOM CIIBUTE
TEeX KJIETOK, KOTOPbIE YYaCTBYIOT B peaTU3aI[ll HIMMY-
HOBOCIanuTeNpbHOU peakinu. Kommuectso EK Ha 1-¢
CYTKH 3HAYUTEIHHO YBEIININBAETCS, CHIDKASICh Ha 3-€
u 0coOeHHO Ha 7-¢ cyTku (Tabiuma ). Takas akTuBa-
s EK Moket OBITH CBSi3aHA ¢ KOMIIEHCATOPHBIMHU
peaKkIusIMU OpPraHU3Ma B OTBET Ha CYNPECCOPHBIN
(akTop, kakum aBnserca naaykuus M. Usmenenus
B KieToyHoM 3BeHe VMC ObUTH HE CyIIeCTBEHHBIMH
Ha 1-3-e cyTKu HaOmoACHHS, a K 7-M CyTKaM MpHuo-
JINKABUTACH K KOHTPOJTIO.

Taxum o6pazom, npumenenne KOHK wim sOHK
sBisgerca dQQPEeKTUBHBIM MeToaoM ledeHuss U B
yCIOBUAX dKcmepuMeHTa. OCyIecTBIsIsl KOPperu-
pyrolee BiusiHEE Ha 3BeHbst IC opranmsma, ganHas
Tepanus HOpMaau3yeT (HaronuTapHyr0 aKTHBHOCTH
xieTok MOC, CymecTBeHHO CHIDKACT COIEPIKAHUE B
kposu LIUK. [TpuOnmxaeT K KOHTPOIBHBIM 3HAYCHHUSM
o0uryro momyasiguio T-1MM(OIUTOB U BOCCTaHAB-
JIMBAeT 00110 PYHKIHIO PETYIATOPHBIX CyOIOmyJsi-
uuiit T u T, yto Hopmanuzyer UPH.
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to the compensatory responses of an organism to a
suppressive factor, that is the II induction. Changes in
cell IS link were insignificant to the 1*-3" observation
days and approached the control to the 7" one.

Thus, either cENCs or nENCs application is an
efficient method for II treatment under experimental
conditions. By realising a correcting effect on
organism’s IS links this therapy normalises a phagocyte
activity of MPS cells and considerably reduces the
CIC in blood, approaches the T lymphocyte total
population to the control values and recovers general
function of regulatory subpopulations of T, and T_by
normalising IRI.
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