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XULOSA

Tadgiqotning magsadi. Muddatiga yetmay tug ‘ilgan
chaqaloglarda nekrotik enterokolit rivojlanishiga ochiq
arterial yo ‘Ining ta sirini baholash, hamda OAP va NEK
rivojlanish xavfi o ‘rtasidagi klinik va instrumental o ‘zaro
bog ‘liglikni aniglashdan iborat. NEK rivojlanishiga
hissa qo ‘shadigan muhim xavf omillaridan biri ochiq
arterial yo‘l (OAY) hisoblanadi.

Material va wusullar. Tadgigotga chaqaloglar
patologiyasi bo ‘limi va chaqaloglar neonatal jarrohlik
bo‘limida davolangan 98 nafar muddatiga yetmay
tug‘ilgan  chaqaloglar kiritilgan. Yangi tug‘ilgan
chaqaloglar ikki guruhga bo lindi: I guruh (n=38) —
exokardiografiyada tasdiglangan gemodinamik jihatdan
muhim ochiq arterial yo'l (OAY) bo ‘lgan, muddatidan
oldin  tug'ilgan chaqaloglar: yo‘l diametri>1,5
mm, LA/Ao nisbati>1,4, mezenterial arteriya (MA)
bo ‘ylab retrograde oqim mavjudligi. 1l guruh (n=60)
— gemodinamik jihatdan ahamiyatli OAP belgilarisiz
shartli sog ‘lom, muddatidan oldin tug ‘ilgan chaqaloglar.

Xulosa. Gemodinamik jihatdan muhim bo ‘Igan ochiq
arterial yo ‘lli muddatidan oldin tug ‘ilgan chaqaloglarda
NEK ko 'rsatgichi  shuntlash  belgilari  bo ‘Imagan
bolalarga qgaraganda 4,4 baravar yuqori (p<0,001).
Qonda laktat darajasining oshishi (4,0 mmol/l dan ortiq)
gipoperfuziyaning erta metabolic marker va NEK II-I11
bosgqichlari rivojlanishining prediktori hisoblanadi.

Kalit so’zlar: nekrotik enterokolit, muddatidan oldin
tug ‘ilgan chaqaloglar, xavf omillari, OAP.

Hexkporusupyromuid SHTEPOKOJIUT — 3TO TIKEIOE
COCTOSIHUE, TIPH KOTOPOM MTPOUCXOTUT HEKPO3 (OTMHpa-
HHUE) CTCHKH KHUIICYHUKA, KOTOPBI 9aCcTO BCTpEUaeTcs y
HEJIOHOIIICHHBIX U MOXKET yCyryonsth TeueHrne HOK, BbI-
COKOH JIETaIbHOCTBIO U YaCTBIMU OCiOxHeHusMH [1,2].
Hecmotpst Ha mporpecc B HEOHATAJIbHONW MHTEHCHUBHOM
tepanmu, HOK ocraércs ogHON W3 BEAyNIUX TPUUIHH
CMEPTHOCTH U MHBAJIHMIM3ALMU B 3TON TPYyIIIE NalleH-
ToB. [larorenes 3a00/eBaHUS CIIOKEH U MHOTO(DAKTOPEH,

SUMMARY

Objective. To evaluate the impact of patent ductus
arteriosus (PDA) on the development of necrotizing en-
terocolitis (NEC) in preterm newborns and to determine
the clinical and instrumental correlations between PDA
and the risk of NEC in premature infants.

Materials and methods. The study included 98
preterm newborns treated in the neonatal pathology unit
and the neonatal surgery department. The infants were
divided into two groups:

Group I (n = 38) — preterm infants with hemodynam-
ically significant PDA confirmed by echocardiography:
ductal diameter > 1.5 mm, LA/Ao ratio > 1.4, and pres-
ence of retrograde flow in the mesenteric artery (MA).

Group II (n = 60) — conditionally healthy preterm
newborns without signs of hemodynamically significant
PDA.

Results. Newborns with hemodynamically signifi-
cant PDA showed significantly lower mean arterial pres-
sure and markedly elevated blood lactate levels (4.9 +
1.4 mmol/L vs. 2.6 = 0.9 mmol/L; p < 0.001), indicating
tissue hypoperfusion and hypoxia.

Conclusion. In preterm newborns with hemodynam-
ically significant PDA, the incidence of NEC is 4.4 times
higher than in infants without signs of ductal shunting (p
< 0.001). Elevated blood lactate levels (> 4.0 mmol/L)
serve as an early metabolic marker of hypoperfusion and
a predictor of stage II-11I NEC.

Keywords: necrotizing enterocolitis, preterm infants,
risk factors, patent ductus arteriosus.

CpelX TPHUITEPHBIX MEXaHU3MOB BBIACIISIIOT HIIECMHIO
CITM3UCTON 00O0JOYKH KHIIEYHHKA, HApYyIICHNWE KHIIed-
HOW mepdy3un, OaKTepUaTbHYIO KOJTOHU3AIUIO U aKTH-
BaIlMIO BOCTIAJIUTEIIBHBIX KackaioB [2,3].

OpHUM U3 3HAYUMBIX (PAKTOPOB PUCKA, CIIOCOOCTBY-
fomux passuthio HOK, cumraercs OTKpBITHIN apTepu-
anpHbI mpoTok (OAII). Hesapamenue apTepuasbHOTO
MPOTOKA OYCHb YACTO BCTPEYACTCS Yy HEIOHOIICHHBIX
neteil (MpucyTCTByeT mpumepHo y 45% pereit ¢ mac-
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coit Tena mpu poxkaenun < 1750 T u npumepro y 70—
80% neteit ¢ maccoit mpu poxkaennu < 1200 1) [3,4].
[MpubmuzurensHo 1/3 OAIl 3akpbiBaeTCs CHOHTaHHO,
JlaXke y MIIaJIEHIIeB C KpailHe HU3KOH Maccoil Tena mpu
poxaeHuu. [ eMoqnHaMuuecKky 3HAYMMBIN OTKPBITBIN ap-
TepuasbHbIN TpoTok (OAIT) BBI3BIBaCT niepepacmpeene-
HHUE KPOBOTOKA, CHU)KCHIE ME3CHTEPUAIBHOTO JTABICHHS
U MIIEMHIO KUIIeYHUKa. [Ipy mepcucTeHu y HeI0HO-
IICHHBIX HOBOPOXKACHHBIX, 3HaunTeNbHEIN OAIT MoxeT
MIPUBECTH K CEPCYHON HETOCTAaTOYHOCTH, 000CTPEHHIO
JICTOYHBIX OOJIC3HEH, JICTOYHBIM KPOBOTCUCHUSIM, TI0YCY-
HOM HENOCTAaTOYHOCTH, MHIIEBOW HENEPEHOCUMOCTH,
HEKPOTUYIECKOMY DHTEPOKOIHUTY U JaKe K cMepTH [5,6].

[Ipu ero HaIIMYUH IPOUCXOAUT IIYHTHPOBAHUE KPO-
BM CJIE€Ba HAIpaBO, YTO BEJAET K CUCTEMHOM U, B YaCTHO-
CTH, BUCIepaIbHOM runonepdysuu. Hapyuienne Me3eH-
TepuaabHOro KpoBotoka Ha (pone OAIL, ocobeHHO remo-
TUHAMUYECKH 3HAYNMOTO, CO3MaéT YCJIOBHS UIA WIIIe-
MHUH KHUIIEYHOH CTEHKH, HapymIaeT OapbepHbIe (YHKIINT
SMHTENHUS ¥ criocodcTByet paspuruto HOK [7 ].

LEJb UCCJIIEAOBAHUA

O1neHNTh BIMSTHAE OTKPBITOTO apTepHaTbHOTO TPO-
TOKa Ha Pa3BUTHE HEKPOTHU3UPYIOIIETO YHTEPOKOINTA Y
HEJIOHOIIICHHBIX HOBOPOXKIEHHBIX, ONPEHCIUTh KIHHU-
KO-MHCTPYMEHTaJIbHbIC B3auMocBsi3u Mexay OAIl u pu-
ckoM pazBuTusi HOK y HeoHOMEHHBIX eTeH.

MATEPUAJI 1 METOAbBI NCCIIEAJOBAHUA

B wuccrnenoBanue BKIOUEHO 98 HETOHOLIEHHBIX
HOBOPOXKIEHHBIX, HAXOIMBIIMXCS HA JICYCHUH B OTJIC-
JICHUH TATOJOTHH HOBOPOXIEHHBIX M OTIENEHHE HEo-
HaTaJIBHON XUPYPrUM HOBOPOXKIEHHBIX. CpeHuii recTa-
UMOHHBIN Bo3pact coctaBun 30,4 + 2,1 Hexenb, Macca
tena npu poxxaeHuu — 1360,0 + 240 . Bce netu umenu
MIPU3HAKKA TEMOJMHAMHUYECKH 3HAYMMOT0 OTKPBITOTO ap-
TepuasibHOTO TpoToKa (OAIT), MOATBEPKICHHOTO 3XO-
Kapauorpaduuecku. s onpeneneHus cTaauii TeUCHUsI
HOK uncnons3oBana kinaccudukarms J.M. Bell u coasr.
(1978 ) B Momudukamuu M.c. Walsh u R.M. Kliegman.
KpuTtepun BKJIIOUEHUs : TECTAIMOHHBIN Bo3pacT 26—34
Henenu, macca tesa <2000 T 1 Hanmune nHGOopMHUpOBaH-
HOTO COTJIaCHUsl POJIUTEIIEH.

Kpurepun uckiouenusi: BpoxAEHHBIE TOPOKU CEPII-
na (kpome OAII), Tspkenas achuKcusi, BpOXKAEHHBIE TT0-
poxu XKKT.

HoBopokaeHHbIe ObLIH pacipeieICHbI Ha IBE TPYII-
TIBI:

e I rpynma (n = 38) — HeZIOHOIIEHHBIE C TEMOJINHA-
MHUYECKHA 3HAYMMBIM OTKPBITBIM apTepHAIbHBIM
npotokom (OAII), moaTBep>KAEHHBIM TPH IXO-
Kapauorpapuu: IuaMeTp MmpoToka > 1,5 MM, oT-
Homenue LA/Ao > 1,4, Hanuaue peTporpagHoro
MOTOKA 110 Me3eHTepuaibHoi aprepun (MA).

» Il rpymma (n = 60) — ycIIOBHO 3/J0pOBBIE HEIOHO-
IIEHHBIE HOBOPOXKIEHHBIE, O€3 MPHU3HAKOB TE€MO-
nuHamudecku 3Haunmoro OAIT.

I'pynmer OBUTH COMOCTaBUMBI TIO TE€CTAHOHHOMY

BO3pacTy, Macce Tena u noixy (p > 0,05).

Oxokapauorpadus (OXO-KI'): BeimonHsuiace Ha
3-5 CYTKM XW3HU M 1O ToKazaHusMm. OTpenensinuch:
nuametp OAII, LA/Ao, HampaBlieHHe U XapakTep Kpo-
BoTOKa B MA mertozom nonmieporpadun. Kimanueckuii
MOHHUTOPHHI: C)KCIHCBHAsl OLICHKA ICPUCTAIBTUKH,
B3IyTHS JKMBOTA, OCTAaTOYHOTO OO0BEMa Tepen KOopM-
JICHWEM, HaJMYUs TAaTOIOTWYECKUX IPUMECEed B CTy-
ne. Jlaboparopusie uccienosanus: OAK (nefikonnTos,
TPOMOOIMTOIICHUSI), ypOoBeHb C-peakTUBHOTO Oelka
(CPB). Pentrenorpadust OpronrHoi moaoCTh: MpH MOH0-
3penun Ha HOK (TTHeBMAaTo03 KUIIEYHOW CTEHKH, YPOBEHb
xunkoctu). Jlnarnocruka HOK: cormacHo momudunu-
posanHo# knaccudukanmu Bell (I-111 cramus).

Craructrueckas 00paboTKa JaHHBIX TPOBOIMIACH C
ncrnonb30BaHreM maketa Statistica 10.0. Craructayeckast
3HAUUMOCTh PA3IMYUNA MEXIy TPyINIamMH OLICHHBAJIACh
¢ nomouipto t-kputepus CTBIONEHTa U Y>-KPUTCPUSI.
CraTtucTryeckas 3Ha9MMOCTh YCTaHABINBAIACH TIPU P <
0,05.

PE3VIJIBTATHI 1 OBCYXJIEHUE

Cpennsisi Macca Tejla HOBOPOXJICHHBIX B IPYIIIE C
OAII coctaBmna 1340,0+260 1, B rpynme cpaBHEHUS —
1375,0+£245 1 (p>0,58). Cpenauii recTanMOHHBIA BO3-
pact — 30,2+1,9 nenenu npotus 30,6+2,3 cOOTBETCTBEH-
HO.

Tabnuya 1

Knunuyeckue u J1a00paTopHO-MHCTPYMEHTAJbHbIE MIOKA3ATeIH
[Toka3zaresnn I rpynmna (OAIT) (n =38) |1l rpynma (kouTpoms) (n=60) |p
T'ecTanonHbII BO3pact, He 30,2+ 19 30,6 £2,3 0,47
Macca Tena npu poKAeHUH, T 1340,0 £260 1375,0 £245 0,58
Cpennee aprepuaibHOE AaBJIC€HUE, MM PT. CT. 36,8 +5,2 41,3+4,7 0,02
KoHIeHTpamust 1akrara KpOBH, MMOJIb/JI 49+ 14 2,6+0,9 <0,001
JImuTenbHOCTh MapeHTepaIbHOrO NuTanus, ¢yt | 7,1 +2.4 43+1,8 0,01
Bospact marugecramm HOK, cy 6,2+ 1,5 10,8 +2,1 <0,01

Y HOBOPOXAEHHBIX C TEMOJMHAMUYECKH 3HAYMMBIM
OAII HaOmromanuch T0CTOBEPHO Oojiee HU3KHUE IMOKa3a-
TEJIM CPEIHETO apTePUANILHOTO JABJICHUS ¥ 3HAUUTEIBHO
MOBBILIEHHBIE YPOBHH JIakTara KpoBH (4,9 + 1,4 MMoIb/a
npotus 2,6 £ 0,9 mmons/it; p < 0,001), uTo oTpaxkaer Ha-
JIU9re TKaHEeBOU runonepdys3nun u runokcuu (Tadm.1).
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B rpymmie ¢ OAIT orMedanoch 10CTOBEpHOE CHIKE-
HHUE TUACTOIMYECKOTO KPOBOTOKA MO0 ME3EHTEPHATIBHOM
apTepuy M HAJIMYUE PETPOrPaHOro MOTOKA Y OOJIbIIMH-
CTBa JETEH, YTO CBHUIETEIILCTBYET O CHIDKCHUH Iepdy-
31U KHIIEYHHKA (Tab. 2).

BrisgBiiena goctoBepHas mpsaMasi KOppessaus MexK Iy
YPOBHEM JIakTaTa KpoBu U TshxecThio HOK (r = 0,63; p
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< 0,001), yTo MOATBEpPKAAET AMATHOCTUIECKYIO M IPO-
FHOCTHYECKYIO 3HAYUMOCTb 3TOr0 METabO0IMYEeCKOro Mo-

Kazaresis [Py HapyIIEHHH ME3eHTePHAIbHON nepdy3un
(Tabm. 3).

Tabnuya 2
Ixokapauorpadguyeckue u Aonimjieporpapuyeckne XapakTepucTHKA
Ilokasarenn I rpynma (OAIT) (n=38) |II rpynma (koHTpois) (n=60) |p
Jnametp OAIL Mm 2,1+£04 0,9+0,2 <0,001
Coornomenne LA/Ao 1,55+0,16 1,20+ 0,12 <0,001
Jlnacronuueckas ckopocTh KpoBotoka o 4,1 £ 1,3 8,9+22
. <0,001

Me3eHTepHanbHoM aprepun (MA), cm/c
Petporpazanslit motok no MA, n (%) 29 (76,3 %) 4 (6,7 %) <0,001

Tabnuya 3

Koppeasiunonubie B3auMoCBsSI3U

[Tapametp Koadpunment xoppensimu (r) | p XapaxTep CBsI3H
Juamerp OAII u cragus HOK 0,61 <0,001 |IIpsmas, cunpHas
LA/Ao n craqus HOK 0,52 <0,001 |IIpsimas, ymepeHHas
Jlnacronuueckas ckopocth 1o MA u cragust HOK —0,55 <0,001 | OO6parnasi, cuibHast
Petporpanusiii motok mo MA (0/1) u Tsprkects HOK 0,59 <0,001 |IIpsamas, cunpHas
Jlakrar kpoBu u craqus HOK 0,63 <0,001 |TIIpsimast, cuiipHas

Pesynbrarel MpOBEAEHHOTO HCCIEAOBAHMS CBHUIE-
TEIBCTBYIOT O TOM, YTO HAJHYHE TEMOAMHAMHYECKH
3HAUUMOT0 OTKPBITOTO apTEPUANBHOIO MPOTOKA y He-
JTOHOILICHHBIX HOBOPOXXKIEHHBIX COMPOBOXKIACTCS BBIPaA-
JKeHHBIMH HApyIICHUSIMH CHCTEMHON W ME3eHTEepHalb-
HOW T€MOJMHAMHUKH, YTO 3HAYUTEIHHO IMOBBIIIACT PHCK
pa3BUTHS HEKPOTH3UpYIomiero sHTepokomTa (HOK).

OCHOBHOM TIAaTOr€HETHMYECKUA MEXaHU3M 3aKIIIo-
4aeTcsi B «OOKpPAaIbIBAHUW» CHUCTEMHOTO KPOBOTOKA
gepe3 OAII, 9T0 BBI3BIBAET CHWXEHHE Tepdy3uu op-
TaHOB OpPIONIHOHN TOJIOCTH, MPEKIEC BCETO0 KHUIICYHHKA.
Jommuieporpauuecku 3T0 MPOSIBISICTCS YMEHBIICHHEM
JIUACTOJIMYECKOTO KPOBOTOKA U TOSBIICHHEM PETPOrpaji-
HOHM (Da3wl MO Me3eHTepHaIbHON apTepuu, MPHUBOAS K
WIIEMHAN W THIIOKCHU KHUIIEYHOW CTEeHKH. [loBBIIIeHme
ypoBHs JakTara kpoBu y nanueHtoB ¢ OAII orpaxkaer
CTCIEHb CHUCTEMHOW runonepy3uu M KOPPEIUPYeT C
TsokecThio HOK. Hamm nanHbIe cormacyroTcs ¢ pesyiib-
TataMyd MEXIyHapomHbIX wccienoBanuit (Shah et al.,
Pediatr Res, 2022; Trembath et al., J Perinatol, 2023),
rJe HaM4ue remMoauHamidecku 3HaanmMoro OATT moBwI-
maiio puck HOK B 3—4 paza [3,4]. [Ipumenenue sxokap-
nuorpadUUecKrX MoKa3aTeneil Me3eHTepHaIbHOTO KpPo-
BOTOKA IO3BOJISICT BBISBISITH PUCK HA JOKIMHHYCCKOM
CTaJM1 ¥ CBOEBPEMEHHO pEeIIaTh BOIPOC O KOPPEKLUHU
OAII. B namem wcciaenoBaHUM KOHIICHTPAITUS JTaKTaTa
B [ rpymme ObuTa oYTH B 2 pasa BhIIIIE, 9YeM B KOHTPOJb-
voit, a y aereir ¢ HOK II-1II craguu nocrturana 5,6 +
1,2 MMOJIB/J1, YTO MONTBEPIKIACT HAJMYUE BBIPAKCHHOM
THITOKCHH TKaHel Ha (hOHE TeMOINHAMHYECKIX HapyIle-
HUHN.

TakuM 00pa3oMm, WHTErpanus TaHHBIX SXOKapAnO-
rpaduu ¥ METabOIMISCKIX MapKEPOB (JIAKTAT) MMOBHIIIA-
€T TOYHOCTh IIPOTHO3MPOBAHUS U CIIOCOOCTBYET IEPCO-
HAJIM3UPOBAHHOMY TIOIXOY K BEACHUIO HEIOHOIIICHHBIX
nerei. PanHsis auarHocTrka U CBOeBpeMEHHas KOpPEK-
st OAIT (MequKaMeHTO3Has WK XUPYyprudeckas) Mo-
I'YT CyIIECTBEHHO CHU3UTh 4acToTy u TsxkecTs HOK, a

TaK)Ke MTOKa3aTeNI HEOHATAFHOHN JIETaTbHOCTH.

BBIBOJbI

VY HEZOHOIICHHBIX HOBOPOXKAGHHBIX C TEMOMHAMH-
YECKH 3HAYMMBIM OTKPBITBIM apTEePUATBHBIM MTPOTOKOM
gactota HOK Boitie B 4,4 pasa, uem y aerel 6e3 mpwu-
3HaKoB mryHtupoBanus (p < 0,001). TToBbIieHne ypoBHS
nakrara kpoBu (Oonee 4,0 MMOIB/TT) SBISETCS PaHHUM
METa0OJTMYSCKUM MAapPKEpOM TUIONEp(y3un U MPETUK-
topom pazButust HOK II-I1I craguu. CHmxenue auacto-
JIMYECKOTO KPOBOTOKA M HAJTMYHE PETPOTPaTHOTO ITOTOKA
M0 ME3CHTEPHAIEHOW apTepHU TECHO CBA3aHBI C TSDKe-
creto HOK (p < 0,001). MoHUTOpPHHT ypOBHS JIaKTaTa U
IXOKapAUOTrpapUUIeCKUX IOKa3aTeIe IOIKSH UCIIOJNb-
30BaThCs KaK 4acTh KOMIUIEKCHOH orieHkn pucka HOK y
genonomeHHbIx ¢ OAIL Panasas MeankaMeHTO3HAS WIIH
xupypruueckas xkoppexkuus OAII cHukaeT puck pa3Bu-
tust HOK u ynydiaet ucxoipl HEOHATaIbHOTO MTEPHOIA.
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OCOBEHHOCTU TEHEHUSA XPOHUYECKOIO r'EINATUTA B
Y OETEU MMPU PEOPAKTEPHOU AHEMUN B 3ABUCUMOCTHU
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negmnatpumn M3 PY3

XULOSA

Magsad. Refrakter anemiyali bolalarda surunkali
gepatit B ning klinik kechishini gepsidin-25 ning sitokin
regulyatsiyasi mexanizmlariga bog ‘liq holda baholash.

Materiallar va usullar. 7-18 yoshdagi surunkali
gepatit B (SGB) bilan kasallangan 115 nafar bola
tekshirildi. Ulardan 60 nafari refrakter (RA) va 55 nafari
norefrakter (nRA) variantli bolalardir. HBV ni aniglash
uchun IFA va PZR usulidan foydalanildi. IFA usulida
gp.80-antigen, gp. 130-antigen va sIL-6R/CD126-antigen
kompleksi aniglandi.

Natijalar. SGB bilan og ‘rigan bolalarda gepsidin-25
transkripsiyasining membrana sitokin regulyatsiyasi
tizimida ikkita signal yo‘li ko‘rib chiqgiladi: gp.80
ekspressiyasi  ustun  bo‘lgan  klassik va gp.130
ekspressiyasi ustun bo ‘lgan transsignal. Transsignal
mexanizmlarning faollashuvi kasallikning klinik va
biokimyoviy sindromlarini yuqori chastotada (100%)
va progressive shakllari (82,3%) bilan uzaytirishga olib
keladi. Sitoliz sindromi (78,3%) va virus faolligi ustunligi
kuzatildi. Eritrotsitlarning yaqqol gipoxromiyasi va
geterogenligi bilan mikrotsitar anemiya ko ‘rinishidagi
temir to ‘planishining tipik bo ‘Imagan buzilishlari qayd
etildi.

Xulosa. Transsignal mexanizmining shakllanishi
kasallikning uzoq va faol kechishiga, asoratlarning
yuqori chastotasiga va salbiy ogibatlarga moyilligini
ko ‘rsatadi.

Kalit so’zlar: surunkali gepatit B; refrakter
vallig ‘lanish anemiyasi; bolalar, gp.80-antigen, gp.130-
antigen va sIL-6R/CD126-antigen kompleksi.

IIpu xponnueckom remarute B (XI'B) y nereit
[7,12,28], pedpaxrepHblii BapHaHT aHEMHM BOCIIaje-
HUS, B T€He3€ KOTOPOro JIEXKUT CHUHAPOM MEPerpy3Ku
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SUMMARY

Objective. To evaluate the clinical features of chron-
ic hepatitis B (CHB) in children with refractory anemia
depending on the mechanisms of cytokine regulation of
hepcidin-25.

Materials and methods. A total of 115 children aged
7—18 years with chronic hepatitis B were examined, in-
cluding 60 children with the refractory (RA) and 55 with
the non-refractory (nRA) form of the disease. HBV was
verified using ELISA and PCR methods. ELISA was used
to determine gp.80-antigen, gp.130-antigen, and the sIL-
6R/CD126-antigen complex.

Results. In children with CHB, two signaling path-
ways are involved in the membrane cytokine regulation
of hepcidin-25 transcription: the classical pathway,
characterized by predominant gp.80 expression, and the
trans-signaling pathway, dominated by gp.130 expres-
sion. Activation of trans-signaling mechanisms leads to a
prolonged course of clinical and biochemical syndromes,
with a high frequency of severe (100%) and progressive
forms (82.3%,), dominated by cytolysis syndrome (78.3%)
and elevated viral activity. Atypical disturbances of iron
accumulation are noted, manifesting as microcytic ane-
mia with marked hypochromia and erythrocyte hetero-
geneity.

Conclusion. The formation of the trans-signaling
mechanism indicates a predisposition to a prolonged and
active course of the disease, a high rate of complications,
and unfavorable outcomes.

Keywords: chronic hepatitis B; refractory anemia of
inflammation; children; gp.80-antigen; gp.130-antigen,
SIL-6R/CD126-antigen complex.

HKEJIe30M 3acIy’KUBaeT IMpUCTaIbHOro BHUMaHus [1,13].
OTO CBSI3aHO HE TOJNBKO C HU3KOH A(P(HEeKTHBHOCTHIO
(25,6-35%) pe3yabTaToB TPOTHBOBHPYCHOW TEpanuu




