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MOAYASIIIUS PA3BUTHS
HMMYHOIIATOAOT'HYECKOI'O COCTOSHHA

CadponoBa H. B., Kynaesa O. T., Aakxruouos II. II.,
Peikora E. 10., Koaecuukona O. II., Kosaos B. A.

UHOYKIMS XPOHHYECKOM peaKIlMH TPAHCIAAHTAT HPOTHB XO-
3gauHa (GvH) npu onpeaeaéHHOM COYETAHHUM I'€HOTHIIOB - [10-

Hop-peuurninenr (DBA/2 - F,(CS57BL/6xDBA/2) npuBomur K
Pa3BUTHUIO ABYX BaODHAHTOB MMMYHOIIATOAOTUM — HMMYHOCYIIPEC-
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CHBHOMY COCTOSIHUIO, OCAOKHEHHOMY AIOIIyC-IIOAOOHBIM HE(PPHUTOM
HAH HE CONPOBOXKAAIOILIEMYCSI ayTOMMMYHHBIM KOMIIOHEHTOM. Bo3-
HUKHOBEHUE HApYLIEHHHA MMMyHHTETAa PELHIIHEHTA B OJAHHOH IIO-
AVAAAOTEHHOH MOLEAM OINPEAEAeTCH AaKTUBHOCTBIO T-XEANepHBIX
KAETOK AoHopa. [Iaa oOBbACHEHHS TIPHMYHH, HPUBOAALMX K pa3BU-
TUI0 HIMMYHOIIATOAOTHN pa3HOro THIIA, IPEAIIOAOXKHAN, YTO B 3aBH-
CUMOCTH OT (PH3HOAOTHYECKOI'O0 COCTOSIHUS PELIUIIUECHTA B MOMEHT
MHAYKLHMH, B YACTHOCTH OT €r0 T'OPMOHAABHOIO (POHA, IIPOHCXOAUT
aktuBaluuda Thl uam Th2. U3BecTtHO, 4TO0 POPMHPOBAHUE HMMYHO-
KOMITAEKCHOTO TAOMepyAoHedpHTaA IpH XpoHudeckoil peaknun GvH
obycaoBaeHO akTupalueil Th2; KOpTHKOCTEPOUOB] IIOJABASIIOT aK-
tuBHOCcThL Thl. Kpome Toro, panee HaMH ObIAO IIOKa3aHO, YTO Y
JKUBOTHBIX C TAOMepPyAoHedpHuTOM HabaogaeTcss IOJAaBACHHE IyMO-
DPAABHOIO U KAETOYHOINO HMMYHHOI'O OTBETA, TOIAa KaK y KUBOTHBIX
ApYyTo# Tpynmbl — 6€3 ayTOMMMYyHHOH IIaTOAOTHH — ONPEAEASIAK
3HAYHUTEABHO DoA€e BBIpAXKEHHOE MMOJABACHHE I'yMOPAABHOI'O OTBE-
Ta, HO KACTOYHBIE PEaKI[MH IIPHU 3TOM HE MEHSAHUCH, YTO OBIAO ITOA-
TBEPAKAECHO B OIBITAX in vivo H 1n vitro.

JJAsI IIPOBEPKH I3TOIC IIPEANIOAOKEHHUSI MBIl ONPEAEAAAH TOPMO-
HAABHBLIH (POH Y MBIUEH-PELIUIIMEHTOB, a TaKiKe IIOIBLITAAHUCH H3-
MEHHUTbL  pPa3BUTHE HMMYHONATOAOTHHM TOIO HAM HHOTO THIIA
BO3/IEHCTBUAMU, KOTOPBIE MOTYT CABUIaTh DasaHC XEAIIEPHBIX KAe-
tok Thl u Th2 (BBeAeHHEM KOPTHKOCTEPOHA HMAHM IIAA3MHMABI, CTHU-
myaupyromeii Thl). HUHaykims xpoHuYeckoit peakuuu GvH y
MBIIIIEH OCY1UECTBASIAACH IIyTEM - BBEEHUS caMKaM
F1(C57BL/6xDBA/2) AnM@dOHMAHBIX KAECTOK (KAETKH AMMpaATHYE-
CKHX y3AOB, THMYyCA M CEA€3EHKH B COOTHouIeHHH 1:3:6) poxureas-
ckoit amHuy DBA/2 no 50x10° raeTOK BHYTPHBEHHO ABYKPATHO C
MHTEpBAaAOM B O aHell. Bce BO3AEHCTBHA NPOBOAHAH B MOMEHT
HHAYKIIUH. | |

[ToAy4eHHBIE PE3yALTATHI NOATBEPKIAAIOT BBICKA3AHHOE IIPEATIO-
AOKEHHE: IIPpH CTUMyAdlIMH Thl 3Ha4YHTEABHO CHHKAETCS 4acToTa
IIOSIBAEHMS ayTOMMMYHHOH ITaTOAOTHH. lipeaBapuUTeAbHbIE NaHHBIE
CBUIETEALCTBYIOT H O PA3AHYHU B TOPMOHAaALHOM (pOHE B MOMEHT
nHaykuuu peaknnu GvH y Mbleid, KoTophkie BIIOCACACTBHH [e€-
MOHCTPHPYIOT pa3Hble HapyLIeHUs HMMYHHTeTa. TakuMm obpasom,
TO UAH HHOE (PHU3HOAOTHIECKOE COCTOSSHHUE PEIMIIMEHTA IIPHBOIUT
K pa3HOMY TE€YEHUIO HMMYHOIIAQTOAOTHYECKHX IIPOLIECCOB, HECMOTPA
Ha UACHTHUYHOCTH '€eHETHYECKHX PA3AHYHH, ACXKAIIMX B OCHOBE HH-
AYLIUPYEMOM pPEAKIIHH,
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MODULATION OF THE IMMUNOPATHOLOGIC
STATE DEVELOPMENT |

Saphronova I. V., Kudaeva O. T., Lactionov P. P., Rykova E. Yu.,
Kolesnikova O. P., Kozlov V. A. |

The induction of chronic graft-versus-host (GvH) reaction
causes two immunopathologic variants — the immunosuppressive
state accompanied by lupus-like nephritis or without autoimmune
component at certain genetic differences of donor-recipient pairs
(DBA/2 - (CS57BL/6xDBA/2)F,). The development of a recipient
immune disorder is determined by domnor T-helper activity in this
semiallogenic model. It is supposed the dependence of Thl or Th?2
activation upon a recipient’s physiologic state and its hormonal
background in particular to explain the appearance of immu-
nopathologic differences. It is known that the immunocomplex
glomerulonethritis formation induced by chronic GvH reaction is
caused by Th2 activation; corticosteroids suppress Thl activity.
Besides we have previously shown in vivo and in vitro a de-
crease of cellular and humoral immune response in mice with lu-
pus-like nephritis but more pronounced humoral response
reduction and intact cellular reactions in mice without autoim-
mune component. |

- We have investigated the hormonal status of recipients and
tried to change the type of immunopathology by affecting the
Th1l/Th2 balance (by corticosteron or plasmids capable to stimu-
late Th1l activity). The chronic GvH reaction was induced by intra-
venous injection of 50x106 DBA/2 lymphoid cells (cells of lymph
nodes, thymus and spleen in ratio 1:3:6) twice with 5 day interval.
All effects were carried out during the induction of GvH reaction.

The data confirm cur supposition: Th1 stimulation considerably
decreases the frequency of autoimmune incidents. Preliminary
results show the difference of hormonal status between hybrids
that develop various types of immunopathology later on. Thus the
different physiologic states of recipients determine the various im-
mune disorders in spite of the same genetic difference taking as a
principle of the chronic GvH reaction.
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