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AVNATHOCTUYECKOE U TTATOTEHETMYECKOE 3HAYEHUWUE MAPKEPOB
ATTOIITO3A TP PACCEIHHOM CKAEPO3E Y AETEU

O®OT'BY «HayunbIl 11eHTp 3A0POBbs AeTe» PAMH, Mocksa

IIpencraBiensl qanHbie o0caenosanusa 122 mereii ¢ pacceanabiM ckiaepo3oM (PC). Y cTraHoOBIEHO MOBBIIIIE-
HUe KOHIEHTPanMii ()aKTOPOB M MHAYKTOPOB alonTo3a B craguu odocrpenua PC y mereit ¢ mociiexyronuium
CHUKeHHEeM HMX COJepsKaHHus NMPHU ero pemuccun. U3MeHeHUS comep:KaHUSA M3yYeHHBIX MAapPKEpPOB IIPO-
rpaMMHUPYeMOi KJIeTOYHOI rubesin y 00caeqOBaHHBIX GOJBHBIX ABJISIIOTCI CBHAETEIHCTBOM TOr0, 4To PC
y mereil sBiasgeTcsa GopMoil AaTOJIOTNH, CBA3AHHON ¢ BHIPAKEHHBIM YCHJIEHHEM amonTo3a. BeigBiIeHHbIE
3aKOHOMEPHOCTH U3MEeHEeHUI CHIBOPOTOYHBIX YPOBHEH (haKTOPOB U HHIYKTOPOB amonTo3a npu PC mo3so-
JIAIOT UCII0JIb30BATh UX B KAUECTBE JOMOJHUTEIBHBIX MOJEKYIAPHBIX MAPKEePOB AaKTUBHOCTU TeueHus PC
¥ oleHKH 3()(PEeKTUBHOCTU MPOBOTUMOM T€PATUM.

Knioueevie cnosa: paccesannvlii ckaepo3 y Oemeil, paxKmopuvl anonmo3sa, anHekcuH V, yumoxurut, okcuod
aszoma, duazHocmuiecKue Kpumepuu aKkmueHocmu, jeveHue npenapamamu unmepgeporna Bla.

Data of examination performed in 122 children and adolescents with disseminated sclerosis (DS) are
presented. Examination showed the increase of serum concentration factors and inductors of apoptosis
in acute DS period and their decrease in remission. The changes in concentration of these markers of
programmed cell death in examined patients suggest that DS in children and adolescents is a kind of
pathology associated with significant increase of apoptosis. The detected consistencies in change of
serum concentration of different factors and inductors of apoptosis permit to use these factors as addi-
tional molecular markers of DS activity and for estimation of therapeutic efficiency.

Key words: disseminated sclerosis, children, adolescents, factors of apoptosis, annexin V, cytokines, nitro-
gen oxide, diagnostic criteria of activity, interferon B1a therapy.
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PPC u ux BBIpasKeHHOE MHOBBIIIEHE B 3aBUCUMOCTU
OT CTAIWU U AJUTEIbHOCTU TeYeHUs 00JIe3HU II03BO-
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"HocTu PC 11 MOT'YyT OBITh PEKOMEHIOBAHBI K MCI0JIb30-
BAHUIO B CIIEIUATU3UPOBAHHBIX OTIEJICHUAX.
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