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M3YYEHUE IAKJIOCIEIIUOUIECKOTO S®P®EKTA HOBOI'O
ITPOU3BOTHOI0 UHIOWI-3-ALIETATA B CPABHEHUM
C UHIOMETAIIMHOM U ITMKJIOCIIOPMHOM A

Tysosa M. H.

[Ipu n3yueHun >pdexToB HOBOTO MPENApaTa B KYJbTYPE OUHIHCHHbBIX
H HEOUHIIEHHBX MBIOTMHbLIX CIUICHOLMTOB, CTUMYJHPOBaAHHHX (ConA, BHI-
JIBJICHO: NMpH JOOABJCHUM NAHHONO BEUIECTBA OOHOBPEMEHHO C MHTOLCHOM
(8 0 uac) nomasiacHue nepexona kiaetok m3 ¢dasue GO B pazy Gl umeer-
cd TONBKO AJAs T-KJeTOK, npoauGepupyomux NpH ONTAMAJbHOM 03¢
muTorena. IlposmdepaTHBHNNA OTBET CIUICHOLNUTOB HA ONTHMAJIBHYIO 0-
3y MHTOTeHa uepe3 24 yaca JAOCTOBEPHO CTUMYJIMPYETCHd NAHHBIM BCIIECT-
BOM, UTO KOCBEHHO YKA3HBAET HA TPOMHOCTH K KJjeTkaM T-xeanepHoin
NpHpoAn. BiamgHMEe CBA33aHO, CKOPEE BCEro, € BO3ACHCTBHCM HA 3KC-
npeccuio peuenropa kK IL-2 B mosgHioo, nocrmuroTHucckyio, Gl daasy.
[Iposmdepanus T-xJAETOK B OUMIIEHHOM NOMYJISIUH IOATBEPXAACT
o6myi0 KApPTHHY PEMMYIICCTBCHHOIO BJMSHHS BEMIECTBA HA PAaHHIOK U
no3auio Gl dasw kjaerouHoro uukJaa. CpaBHeHHE MPOBOANIOCH C HHAO-
METaLMHOM KM mukocnopuHoM A. B npucyrcTBum MakpodaroB MHAOME-
TauguH ycWwiumBaer npoamndeparusHsiit orseT Ha PHA in vitro, npuuem
ero BAHIHHE O0COOCHHO BHIPAXCHO IPH ONTHMAJbHOM M CyOONTHMAJILHOM
nosax murorcHa (Kingston A. E., 1984), uro cornacyercd ¢ HamyMMH
nasHEMHA. JPdEKT Apyroro MMMYHOMOOYJISTOPA — LHKJIOCMOPHHA A —
peaM3yeTcs TOABKO NpH BHeceHuH B 0 yac K nmposugepupyOmuM KIIET-
KaM, uepe3 24 yaca OH yMEHBIIAETCS HAmOJIOBHHY, a uepe3d 48 uacos
CTAHOBHUTCS HEAOCTOBEPHHLIM OTHOCHTEJBHO KOHTPOJS. JTO CBA33aHO C
TOPMOXECHHEM HHKJIOCTIOPUHOM A BCTYIUICHHS KJETKH B KJIETOUHHH
LMK, Yro oOycioBieHo Onokamoi cnemucgpuyeckoro penemnropa -—
nrraobwmua (Kimball P. K., 1991, Harding M. W., 1989).

BoBoa: Mexanm3iM HEHCTBHA M3y4YACMOro COCAHMHCHHS ABIICTCH NpO-
CTAIVIAHAMH-HE3ABHCHMBIM H HC CBS3aH ¢ HHAYKIHECH BCTYIUICHHMSI KJCTOK
B MHTOTHUECKHMM IHKJI: OH OTJIMYAETCH OT TAKOBOIO Yy BCUICCTB M3BCCTHO-
N0 MEXaHW3Ma ACHCTBHS — HHAOMETANMHA W DMKAOCHOpHHA A. Bos-
ACHCTBME mnpenapara Ha npoaddepupyomue in vitro  KJICTKH
pca/M3yercd Kak B HAuYaJic BCTYIUICHHS KJICTKH B MHTOTHUECKHMH LMK,
Tak ¥ uyepe3 24 yaca OT HAuYaJA NC/EHHS, ¥ HE 3aBMCHT OT BBIpaGoTkn
benka-uukaodnagHa g nepexona u3 dasst GO B pasy Gl.
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STUDY OF THE CYCLOSPECIFIC EFFECT OF NEW
INDOLILE-3-ACETATIS DERIVATIVE IN COMPARING WITH
INDOMETHACIN AND CYCLOSPORINE A

Tuzova M. N.

While studiing the effect of a new preparation in culture of the
unseparated and separated mice spleen cells, stimulated with different
doses of ConA, we have established the following: when the drug was
added to cells simultaneously with mitogen (0 hrs), the optimal-dose
proliferation of T-cells was decreased, but when the drug was added 24
hours later than mitogen, the T-cell proliferation was stimulated. The
influence might depend upon cells of T-helper nature, and, among their
number, on the expression of IL-2 receptor at Gl postmitotic phase.
The results obtained in separated spleen cell culture also confirmed this
preposition. The comparison was provided with indomethacin and
Cyclosporine A. Indomethacin increased the level of proliferation on
ConA in unseparated cell culture, and the greatest effect was observed
at optimal and suboptimal doses of mitogen (Kingston A. E., 1984).
These data were in close correlation with our results. Another
immunomodulator — Cyclosporine A — was effective when added
simultancously with mitogen. When it was added 24 hours later than
mitogen, there was only a half of primary effect, and 48 hours later its
effect became insignificant. It is connected with inhibition the cell entry
in cell-dividing cycle by blocking specific receptor — cyclophilline
(Kimball P. K., 1991, Harding M. W., 1989).

Resume: Mechanism of hypothetical action of this new indolile-3-
acetatis derivative is prostaglandine-independent and it is not linked
with entry in cell-dividing cycle, so the mechanism is different from
indomethacin. The drug action on in vitro proliferating cells is realized
at the beginning of cell cycle and 24 hours later. The mechanism of this
new drug is not connected with cyclophylline production for entering G1
phase, so it is different from Cyclosporine A too.
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