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Pestome. Hamu uccienoBaHus moka3aiu, 4To aare3anoHHbie MoJjieKyabl [CAM-1 KOHCTUTYTMBHO HE 9KCIIpec-
CUPYIOTCS Ha TTIOBEPXHOCTU SHIOTEJIMATBHBIX KJIETOK yeaoBeka TuHuu EA.hy 926. TNFa u IFNy oka3bIBalOT BbI-
paxeHHOe WHAYLMpYIOllee AeCTBUE Ha SKCIPECCUI0 3TUX MoJjeKyld. Haubosiee cunbHbBIM AeiicTBUEM OOagaet
TNFa.IFNy cnocobeH ycunuBath nHayuupytomuii a3pdexr, BoizBaHubiii TN Fa. IFNa, GM-CSF u IL-10 He BbI-
3bIBAIOT MHIYKIMU 3KcTipeccuu mosiekysl ICAM-1, onHako GM-CSF niposinsier ce6s kak anHtaronuct TN Fa nipu
coBMecTHOM aeiicTBuu, a [L-10 oka3biBaeT MHIrMOUpYIOlllee NeiiCTBME HA 3KCIIPECCUIO aJATre3MOHHBIX MOJIEKYJ Ha
SHIOTENIUN, TIPEIBAPUTEIBHO aKTUBUPOBAHHOM IMpoBocnanuTeIbHbIMU IUTOKMHAaMU TN Fa u IFNy. Monexkyns
HLA-DR He 3KcIpeccupyloTcst Ha TOBEPXHOCTH KJIeTOK TUHUU EA.hy 926 HU KOHCTUTYTUBHO, HYM MHAYLIHOEIBHO,
a Mostekyibl HLA-A,B,C KOHCTUTYTMBHO 3KCIIPECCUPYIOTCS Ha MOBEPXHOCTH KiaeTokK JuHuu EA.hy 926. IFNy,
IFNa u TN Fa BeI3BIBalOT 1OCTOBEpHOE MOBBIIIeHNE 3Kcnpeccun Mojiekyia HLA-A,B,C, mpu 3ToMm HanboJiee BhIpa-
keHHbIM neiictBreM o6anaetT IFNy. TN Fa crmoco6eH ycuanBaTh MHAYHUpYIomuii 3 ekt narepdeporon. Hamm
WICCIIEIOBaHUST MOKAa3aau, YTO U3MEHEHUS (DEeHOTUNA SHAOTETUATbHBIX KJIETOK MO BAUSHUEM TUTOKWUHOB OTpa-
KaeT TMHAMUKY Pa3BUTUS BOCMAIUTEIbHOTO U UMMYHHOTO OTBETOB.
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DEVIATIONS OF ENDOTHELIAL CELLS SURFACE PHENOTYPE

UNDER THE INFLUENCE OF PRO-INFLAMMATORY AND ANTI-INFLAMMATORY CYTOKINES

Abstractintercellular adhesion molecule-1 ICAM-1 was not detected on resting EA.hy 926, but its expression
increased rapidly after exposure to TN Fa and IFNy. The effect of TN Fa was significantly stronger than the effect
of IFNy. However, IFNywas able to increase the influence of TNFa. In contrast, IFNa, GM-CSF and IL-10 were
shown to have no effect on ICAM-lexpressions. GM-CSF was able to reduce ICAM-1 expression induced by
TNFa on EA.hy 926 cells. IL-10 inhibited ICAM-1 induction after cells activation by TN Fa and IFNy. Resting
Ea.hy 926 endothelial cells expressed relatively high level of HLA-A,B,C molecules, at the same time, HLA-DR
molecules were not detected. HLA-A,B,C molecules expression was increased by proinflammatory cytokines IFNy,
IFNa and TNFa. Maximal level of HLA-A,B,C expres-
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