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Summary

PREDICTORS OF VIOLATIONS OF ADAPTATION OF THE
CARDIOVASCULAR SYSTEM IN NEWBORNS.
Burak E.A., Gurina L.N.
Grodno State Medical University

The article considers the risk factors for the development “of  rhythm
disturbances of children during the newborn period.The retrespective analysis of
stories of newborns with violation of a warm rhythm is carried out.

It is defined that the course of pregnancy against the background of threat of
discontinuing, a chronic fetoplacental failure, a gestosis, anemia, infection with a
herpes infection, diseases of the top respiratory tractsiand ENT organs makes an
adverse effect on a fetus and leads to disturbance of a cordial rhythm at the newborn.

UMMYHHAS PEAKTUBHOCTD Y JETEM,
WHOULTUPOBAHHBIX BUPYCOM DIIITEMHA-BAPP
Bepewmeit J1. A., Hukoneuko B. B., Jlynansuosa O.C.
XapbKOBCKUW HAIMOHAJIBHBIN MEIUIMHCKU YHUBEPCUTET, T. XapbKOB
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BBeaenue. OnHNM U3 BUPYCOB, CIIOCOOHBIX MOKU3HEHHO MEPCUCTUPOBATDH B
OpraHu3Me 4esoBeKa ABisercs Bupyc JnmteiiHa-bappa (BOb), koTopsiii siBisieTcs
BO30yIuTeNeM TakuxX 3ab0ieBaHui, Kak HHPEKIIMOHHBIM MOHOHYKJIEO03, JTUMpoMa
bepkerra, B-knerounas nmumdpoma, HazodapunreanbHa kapuuHoma.llo maHHBIM
BO3, nocureasmu Bupyca sasisitorest 50% nerckoro u 85% B3pociioro HaceleHUs.
Bupyc wumeer ‘rponmusm Tonpko K B-nmumdoruram, npoHHWKas B CHCTEMY
KoMIuieMeHTa, B-xmerok uyepe3 pementop CD21, cmocoGeH  BbI3BaTh
TpancQopmaiiiio JTUMQPOIMTOB, B pPE3ylIbTaTe KOTOPOH TMOSBISIOTCS KIIOHBI
ATUMUYHBIX JTUM(OLMUTOB, CIOCOOHBIE K HEOTpaHUUYEHHOU nponudepanuii. Bupyc
AKTUBUPYET KaK T'YMOPAJIbHBINA, TaK U KJIETOUYHBIM OTBET - OYEHb BAXKHYIO POJIb B
WILTEIOMHUHAIIUY 3TOW MH(PEKIIMH UTPACT UMEHHO KJIETOYHBIM UMMYHHTET [1-3].

Heab. OueHUTH KIETOYHBI MMMYHUTET B KPOBU Yy JETEH C PEAKTUBHOU
muMpaneHonaTueit npu Hanuuuu BOb udekuu.

Marepuausbl u MeToabl. O6cnenoBano 43 marnuedTa B PernonaabHOM 1IEHTpE
JIeTCKOM HMMYyHOJoruH OOJacTHOM JETCKOM KIMHUYECKOW OoibHHUIBI Nel, T.
XappkoBa. B uccienoBanue BKIIIOUEHBI JIETH C PEAKTUBHOM JuMbaneHonaThueil u
nannuueMm BEDB undexuun (n=43) B Bo3pacte ot 3 no 14 ner. [lociie KITMHUYECKOTO
oOcneoBaHus POBOAMIOCH UMMYHOJIOTHUECKOE UCCIIEOBAHNE KPOBH.
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Pe3yabtarsl uccienopanus. [Ipu ananmse marepuanaoB ObUTH OMpPEACTICHBI
antutena IgG k kancuanomy 6enky BOb y 38 (88%) manneHToB, Kk siaepHOMY OelIKy
-y 32 (74%) nereit. Aututena IgM k kancunnomy 0enka BOb nuarnoctrpoBansl y 5
(11%) uccnenyembix. Auturena IgM k sinepnomy 6enky BOb y 1 (2,3%) nanuenTa.
[Ipu ananu3ze JaHHBIX BBISBICHBI U3MEHEHUS KIIETOYHOTO UIMMYHUTETA: MOBBIIIIEHHOE
KOJINYECTBO JIEUKOUUTOB - y 9,5%, cHumkenHoe - y 59,5% nereld, KOJIMYECTBO
AUM(GOIUTOB COOTBETCTBEHHO - Y 14,2% u 40,4%, komuuectBo CD3-1uM(OLIUTOB - y
26% u 9,5%, CD22-mumdorutoB - y 12% u 2,3%, CD4-mumponuToB - y 26,1% nu
4,7%, CD8-kierok -y 19% u 7%, CD16-kierok - y 26 % u 4,7%, CD25-ki1eToK - y
5% wn 20% nanueHToB.

HccnenoBanre TyMOPaJIbHOTO 3BE€HA MMMYHHOM PEaKTUBHOCTH YCTAHOBWIIO:
MOBBIIICHHBIN ypoBeHb IgA vy 4 (9,3%) nereit, IgM y 8 (18,6%), IgG =y 1 (2,3%),
MOBBIIICHHOE KOJMYECTBO (parommtupyomux Heintpopuinos y 10°(23,2%), HCT - y
39 (90,6%) nereii, MOBBIIIIEHHBIA YPOBEHb IUPKYJIUPYIOMIUX UMMYHHBIX KOMIUICKCOB
y 6 (14%) nereii. CHI>KEHHBIA ypoBeHb IgA ycTaHoBIIeHO - y 267(65,5%) nerei, [gM
y 3 (7%), IgG — y 19 (44,2%), TNOBBIIIEHHOE KOAMYECTBO (PArolUTUPYIOIINX
HertpodpunoB y 10 (23,2%), HCT -y 2 (4,7%) nanueHToB.

BoiBoabl. YCcTaHOBIECHHBIE U3MEHEHUS KJIETOUHOI'0 3B€HA, O0YCIOBIMBAIOIIINE
MIPOTHO3 3a00JICBaHUS TIPH BUPYCHOM MEPCUCTCHUUH:

[TomydyeHHBbIE J@HHBIC TOKA3bIBAIOT, 4HTO \M3MEHEHUS T'yMOPaJIbHOTO
UMMYHUTETA CBUACTEIBCTBYET O €ro CYHMICCTBEHHOM pOJIM B TMATOTCHE3E
HEaJeKBAaTHOTO  BOCIAJIUTEIHHOTO OTBETA, | C » aKTUBAIMEW ITMTOTOKCHYECKHUX
KOMITOHEHTOB.
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Summary

IMMUNE REACTIVITY IN CHILDREN,
INFECTED BY VIRUS EPHTEIN-BARR
Veremei DA, Nikolenko VV, Lupaltsova OS
Kharkiv National Medical University
This article had been performed the immune reactivity in children infected by
the Epstein—Barr virus. The changes in humoral and cellular immunity indicated the
significant role in the pathogenesis of the inflammatory response with the activation
of cytotoxic components.
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