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*  AHTMdOChoONinigHMM CUMHAPOM - Le TPOMBOTMYHO-3anasbHE 3aXBOPIOBaHHSA
aBTOIMYHHOro reHesy. B KpoBi xBopux crnocTepiraetbcs CTiMKe MiABULLEHHA
BMiCTY BOBYAaKOBOIro aHTUKOAryJIaHTy, aHTUTiA Ao B2-rnikonpoteiny-1 (b2GPl)
Ta o KapgioniniHy. AHTUdocdhoninigHi aHTutina (AOA) MOXKYTb NPU3BOAUTHU
A0 apTepio-BeHO3HOro TpomM603y Ta 40 HEBMHOLIYBAHHA BariTHOCTI
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3ara/ZlbHOBM3HaHO, WO Me3eHXima/ZlbHi cToBOYPOBi KAITMHU(MCK) He
BUABAAIOTE iIMYHOr€HHMX BAAcTMBOCTEN, MeXxaHi3M iX AiT FPYHTYEThCA Ha
iX iIMyHOMOZAY/1l0BaZlbHUX B/IACTUBOCTAX, @ TAKOXK IMYHOCYNPECUBHIN
aKTUBHOCTi., BOHM 34aTHi NRUrHivyBaTH Nponidepauilo Ta akTUBAUIIO
Pi3HUX KNiTMH iIMYHHOT cucTeMmn, MSCs 34iMCHIOOTE CBiW TEPaneBTUYHMM
edeKT 32 A0MOMOro Pi3HUX MoAY/IATOPIB.



MeTolo pochnigKeHHA € BM3HAY€HHA OKCMAATUBHOIO CTpecy Yy
NlereHAX Muweun-camok ninHii Balb/c npu eKcnepumMeHTasibHOMY

aHTUdocdhoninigHoMy  CHMHAPOMI Ta npu BUKOPUCTAHHI
Me3eHXiMaNlbHMNX CTOBOYpPOBMX KNiTUH.
MoaentoBaHHa ADC BeBeaeHHA TBapUHaMm

Yepes 2 TMXKHI
iH €Kil

1 BHyTpiM’A3eBa iH’€KLiA
KapAaioniniHoM (30MKr)+ NoBHM
aa’toBaHT ®penHaa (75MKn)

3
7

2-4 BHyTpiM’A3eBa iH’eKuUiA 3
KapA4iosiiniHomM (30MKr)+
HEMOBHUM aA’toBaHT PpenHaa
(75MKn)

MigTBepaxeHHAa ADC

Kap4iosiniHoM  peakui€to

MiKponpeumnitayil 3
KapAioniniHOBUM aHTUIE€HOM

MNicna OCTaHHbOI

Me3eHXiMa/IbHUX CTOBOYpPOBUX
KNITUH OAMH pa3
IHTpanepuToHeaIbHO B
KizibkocTi 100 Mkn - 100 TmC
KNiTMH.  KOHTPOANbHiIM  rpyni
TBapuH BBOAM/IM  1AEHTUYHI
06’ eMM i3po3umHy.
BuBeaeHHA TBapUWH 3
EeKCNEePUMEHTY 3iUCHIOBAIM B
yMOBaXx TioneHTa/1-HaTPiEBOro
Hapko3y 4epe3 10 pai6 3
MOMeHTY nigreepaxeHHa AQC
3 ypaxyBaHHAM  MNpPUHUMNIB
6i0eTUKM.



JocnigeHHAa NpoBoAMAM Ha
CcamKax muLien niHii BALB/c.
TBapuH po3ainuam Ha 3 rpynm :

1 - KOHTPOJIb

2 - TBapuHH 3i 3MogenboBaHMM ADC
3 - TBapuHU 3 ADC, AKMM

BBOAWIM CTOBOYPOBi KNiTUHM
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Ha prcyHKax 306paxeHo pieeHb [T1/1 Ta TBK-All y romoreHari nereHe y

Muwen-cames - niHii - BALB/c.  * - pisHMuA  4QCTORIRHA
BIAHQCHO  KOHTRQ/IBHQ] TRYMM; + - Ri3HWMA AQCTORIRHA  1MQAQ
rRYM TBaPUH 3 AP, (P<0,03).

Fpynu TBapuH: 1 TrPyna- KOHTRO/Ib, 2 rpyna - TBapuHu 3 APC, 3-
TBapUHU 3 ADC+ MCK (Mxm, n=10).
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Ha pucyHkax 306paxeHo akTMBHiCTE COZ i KAT y romoreHari nereHe y MyWen-

CamoK NiHii BALB/¢. " - Pi3HMua  BOcTORIRHA
BIBHOCHO  KQHTRQJBHQT  TRYMM; = - Ri3HMHA  AQCTOBIRHA  1HQAQ
rRYMH TBaRUH 3 APC, (R<0,03).

[RYMM TBAapWH: 1 TRYNa- KQHTRO/Ak, 2 TRYNa - TBApUHW 3 APC, 3- TBApUHM 3
ADPC+ MCK (M+m, n=10)
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Ha PMCYHKaX 3o6pa>|<eHo piBeHb GSH y romoreHarti nereHb y

MULIEN-CAMOK  NiHiT  BALB/c. * -  pi3HuyA ,D,OCTOBlpHa
BiAHOCHO KOHTPOJIbHOT rpynu; e - pPi3HUUA AOCTOBipHa LWOAO
rpynu TBapuH 3 ADC (p<0,05)

[[pynu TBapuH: 1 rpyna- KOHTpPO/b, 2 rpyna - TBapuvHu 3 ADC, 3-
TBapuHM 3 AOC+ MCK (Mxm, n=10)



BMCHOBKM

OTXXe, B naToreHesi ypa)KeHHA JiereHb 3a YMOB
eKCrnepuMeHTaJIbHOro aHTUdocdoninigHoro
CUHAPOMY Yy Muwen niHii BALB/c Biab6yBaeTbcs
NnOopyweHHA piBHOBarM y cCUCTeMi NPOOKCHAAHTU-
AHTUOKCHUOAHTM. BBegeHHA Me3eHXiMaIbHM1X
cToBOYypoBMX KNiTMH Yy TBapMH 3 AO®OC cnpuse
3MEHLWEeHHI npoABiB OKCUAATUBHONO CTpecy Yy
NlereHAax, LWo MNpOABNAETbCA 3HUXKEHHAM aKTuBauil
Bi/iIbHOpaguKaZlbHMX nMpoueciB Ta BigHOBJIEHHAM
AKTUBHOCTI Ta BMiCTY KOMMOHEHTIB aHTMOKCUOAAHTHO1
CUCTEMM.
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