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Llenb: n3yuntb cocTosiHMe MapkepoB TPAHCNOPTHOM cucTeMbl MeTabonnama xenesa u mapkepHoro npodunst HBV-undpekupm 8 3asu-
CHUMOCTH OT cTenenn cuHapoma neperpy3aku xenesom (CIMX) y aeteit, 6onbhbix XIB.

O6bektom nccneposakms cnyxunu 185 petent, Gonbrbix XIB ¢ CMX, B Bospacte 4—18 net. Metogom MPA onpegensnu: sTIR (pac-
TBOPUMbIE peuenTopsl TpaHcheppura), PP (pepputnn), FPN (bepponoptun), HEPH (rebectun), TIR-2 (peuentopsl tpancheppu-
Ha-2) u aktmenyio bopmy Nencuanna-25 (HPS) B chiBopoTke kposu. Bupyconoruueckyio sepudmkaumio ocywectensnm metogom MPA
u MLP: HBsAg, HBsAb, HBeAg, HBeAb, cymmaphbie HBcorAb, HCVAb, HDVAb, HBV-DNA.

BuiseneHa npsmo nponopunoHanbHas 3aBucumocts yposHs FPN 1 o6patHo nponopumonansHas sasucumocts yposrs HEPH/TIR-2 ot
crenenyn CMX — uem Bbilue Npe3eHTATMBHOCTL reMocHaepo3a, Tem Bhiwe skcnpeccus FPN u nopasnenme HEPH/TIR-2 ¢ nocneacteu-
€M CHUXEHMs TPAHCKPUMUMKM rencuami-25 B renatouutax. MoateepxaeHne aaHHOMy $akTy cryxuna BeipaxeHHocTs HBV-aktueHocTy,
koTopasi koppenuposana co creneHbio CIK, yem Huxe KO3PPULMEHT HACBILLEHMS TPAHCHEPPHMHA, TEM BbIlLE BUPYCHAS Arpeccus,
4TO TPAKTOBANOCH HOMM KAK HEBAAronpusTHLIA GAKTOP B NAGHE NPOrHO3A 3a60MEBAHMS.

KnioueBble cnoBa: xpoHuueckuit BupycHbiid renatut, HBV-uHdpekums, cMHOpOM neperpysku Xenesom, rencuimH, GpepponopruH,
TpaHcdeppuH, redpectuH, AeT1
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Obijective: to study the status of markers of the transport system of iron metabolism and the marker profile of HBV infection, depending on the degree of iron over-
load syndrome in children with chronic hepatitis B.

The obiject of the study were 185 children with HBV with iron overload syndrome, aged 4—18 years. Specific research methods included determination by ELISA:
sTIR (soluble transferrin receptors), FR (ferritin), FPN (ferroportin), HEPH (hefestin), TfR-2 (transferrin-2 receptors) and serum active Hepcidin-25 (HPS) blood. Viro-
logical verification was performed by ELISA and PCR: HBsAg, HBsAb, HBeAg, HBeAb, total HBcorAb, HCVAb, HDVAb, HBV-DNA.

A directly proportional dependence of the FPN level and an inversely proportional dependence of the level of HEPH/TfR-2 on the degree of iron overload syn-
drome were revealed — the higher the presentability of hemosiderosis, the higher the expression of FPN and the suppression of HEPH/TfR-2 with the consequence
of decreased transcription of hepcidin-25 in hepatocytes. Confirmation of this fact served as the severity of HBV activity, which correlated with the degree of iron
overload syndrome, the lower the transferrin saturation ratio, the higher the viral aggression, which we interpreted as an unfavorable factor in terms of the progno-
sis of the disease.

Keywords: chronic viral hepatitis, HBV-infection, iron overload syndrome, hepcidin, ferroportin, transferrin, gefestin, children

Ons umutnposanus: P.N. Uuostosa, X.M. Kagsipxopxaesa, .3. Mnoramosa, A.X. Axmeposa, H.K. Banuesa, @.I. Abaynnaesa, H.A. Mkpamosa. Hekotopbie
acnekTbl TpUHCnOPTHOl:I CUCTEMBI MeTG60}1M3MU Xenesa B 30BUCUMOCTU OT CTEMEHM CUHOPOMA MEPErpy3ku Xenesom y ﬂeTEﬁ C XPOHMYECKUM Tenatutom B

[etckme undekumn. 2019; 18(1):17-21 https://doi.org/10.22627/2072-8107-2019-18-1-17-21

For citation: Fl. Inoyatova, Kh.M. Kadyrkhodjaeva, G.Z. Inogamova, A.Kh. Akhmedova, N.K. Valieva, EG. Abdullaeva, N.A. lkramova. Some aspects of the
transport system of iron metabolism depending on the degree of iron overload syndrome in children with chronic hepatitis B. Detskie Infekisii=Children's Infections.

2019; 18(1):17-21 https://doi.org/10.22627/2072-8107-2019-18-1-17-21

KoHrtaktHas nndopmaums: Unostoea Pnopa Unbsacosra, Akagemnk AH PY3, a.m.H, npodeccop, 3ae. otaenom renatonorn PCHMML, Meguatpun M3 PYs;
Ys6ekucran, TawkenT, hepar.child@yandex.ru

Flora I. Inoyatova, Academician of the Academy of Sciences of the Republic of Uzbekistan, MD, Professor, Head of Hepatology Department of the Republic
Specialized Scientific Practical medical Center of Pediatrics, Uzbekistan, Tashkent, hepar.child@yandex.ru, https://orcid.org/0000-0003-2712-2780

B cTpykType MHbEKUMOHHOW NATONOMMM XPOHM-  MPOTPECCUPOBAHMS MATONOTMYECKOrO MPOLECca B NeyYeHu

yeckue BupycHble renatutsl (XBI) saHumatot ogHo 13 nep-
BbIX MeCT. Yrpo3a 3[0poBbio HaceneHus, ocobeHHo B peT-
CKOM nonynsumu, OBYCNOBIEHA BbLICOKOW BEPOSTHOCTHIO
PO3BUTHS NPOTPECCUPYIOLLMX POPM XPOHUYECKOTO reNnaTH-
ta B (XIB) ennots go cragmm umpposa (30—70%) m paka
nevenn (5—30%), BemyLMX K CHUXEHMIO KOYECTBA XM3HM,
POHHEH MHBANMMAM3AUMKM W, NeTanbHbIM Mcxopam (2,7—
5,4% Bcex cnyuaes getckon cmeptrocth) [1—6]. Pakt ac-
counaumn XI'B u anemun socnanenus (no 78% cpean apy-
MMX OHEMMI) HE BbI3bIBAET COMHEHMS, OCOBEHHO B CRyYasiX,
KOTAQ MPOLECC COMPOBOXAAETCS CMHAPOMOM Meperpysku
xenesom (CIMX), paccmatpuBaemsim kak npomoyTep He-
KPO-BOCMASIUTENbHOM  OKTUBHOCTH, PUOPO3MPOBAHUS U

[7—11]. B Hawmx mccnegosanmnsx y peter, 6onbHbix XIB
YCTGHOBJIEHA BbLICOKAS YOCTOTA OHEMMM BOCMANEHMS, TAE
NPOLEHTHAs NPEACTABNEHHOCTL cooTBeTcTBOBANA 94,6, 13
yncna kotopor B 60,7% cnydaes TeueHue aHemum obo-
3HAUMNOCH Kak pedpakTepHoe (TonepaHTHOCTb k beppoTe-
panuu), AeTEPMUHUPYIOLMM GAKTOPOM KOTOPON SIBASIETCS
CIX, Hepeako npuBoAsiLee K NPOrpeccMpOBAHMIO OCHOB-
Horo 3a6oneeanus. B Toxe spems passutne CIMNX y geten,
dopmupyeTcs MeffieHHO M 3aBucHUT oT aktmeHoctn XIB,
YeM [SMTeNbHEe NATONOMMYECKMIA NMPOLECC, TEM BblLE YAC-
Tota CIMX. B cB3n ¢ 3TUM, y BorbHBIX ¢ XPOHUYECKOM na-
TONOMMEN MEeYeHU Henb3s BbiTb ABCOMIOTHO YBEPEHHBIM B
OTCYTCTBMM MPOLECCA M3BLITOYHOTO HAKOMIEHMUS KENE3A B
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TfR-2, ng/ml
25,6+3,1*b
18,5+£1,3%

13,5£1,5%a

4,39+0,83
KHT<0,2 KHT<0,5 KHT>0,5

Kontpons
taxenas (1) cpepnss (Il)  nerxas (I11)

Pucyrok 1. Ounamuka TfR-2 B 3asucumoctn ot crenenun CIMX y

peteit, GonbHeix XIB (¥ — pocToBepHOCTs pasnuumit K rpynne
koHTpons; @~ mexay | u ll; & — 1 u lll; < — Ill— lllrpynnamm (p <
<0,05-0,001)

Figure 1. Dynamics of TfR-2 depending on the degree of iron over-
load syndrome in children with chronic hepatitis B (* — significance
of differences to the control group; a — between I and II; b — I and
Ill; ¢ — ll—Il groups (p < 0.05—0.001)

OpraHMame AaXe MpPU HACHILEHUM TPAHCPEPPUHA Xere-
som HTX <45% [12—15].

Ha coBpeMeHHOM 3Tane, ¢ NO3ULMIA perynaumm obmeH-
HBIX MPOLECCOB, Y4eHbIMM Ocoboe BHUMAHME yaenseTcs
Xene3operynsTopHsiM Henkam: GepponopTnHy — TpaHc-
membpaHHbiit skcnoptep Fe2*, TIR2 — peuentop TpaHc-
bepprHa — pPerynstop 3KCMPeccu rerncuamHa 1 nentuay
rencuamH — OCHOBHOMY perynstopymetabonnama xenesa,
onocpenytolwmit ceon dusmonornyeckme byHKUMM yepes
ero MHTepHanM3aumio 1 aerpagaumio bepponoptura [16,
17]. AHOnU3 U3y4eHns MEXAHU3MOB AENCTBUS CHCTEM TPAHC-
nopTa Xenesa MoKA3afn HAnMYME Psifa HEJOCTATOYHO M3Y-
YEHHbIX ACMEKTOB NPobneMbl TPAHCNOPTA, Kacalowmecs eé
NAToPU3MONOrMYECKOTO M TOKCMKONIOMMYECKOTO KOMMOHEH-
Toe [18—24]. CornacHo goctynHom nutepatype, npobnema
couetanHoro Tedenus XIB u CIMX y peteit patee He usyua-
nack. 31 GaKTbl MOAYEPKMBAIOT AKTYANbHOCTb PeLIaeMONM
NpobnemMbl C MO3ULMIA PACKPLITHUSE HOBBIX MATOTEHETUHECKMX
MEXAHWM3MOB PA3BUTUS W MOAAEPXKAHUS TEMOCHAEPHYECKOro
coctostmns npu CIMX'y neteit, 6onbHbix XIB.

B cBsiau c 3TMM, Lienblo UCCNEpoBAHMS SIBUNOCH U3Y4YNTh
COCTOSIHME MAPKEPOB TPAHCMOPTHOM CHCTEMBI METABONNS-
Ma xenesa u mapkepHoro npoduns HBV-nHdekumm B 3a-
BucumocTu ot crenenn CIX y perteit, 6onbHbix XIB.

MqTepMdﬂbl N MetToabl uccnegoBaHusa

O6cneposano 185 peten, 6onbHbix XIB ¢ CIMX,
B Bospacte ot 4 go 18 ner. M3 Hnux — manbunkos 76,8%,
nesovek — 23,2%. Ouarnos XI'B ycraHasnveanu Ha ocHo-
BOHMM QHAMHECTUYECKMX, KIMHUKO-NTABOPATOPHbLIX U MHCT-
PYMEHTASbHLIX MCCNEAOBAHWUI B COOTBETCTBUM C KPUTEPMUSI-
MM OMArHOCTMKM CTEMNEHWM OKTMBHOCTM MATONIOrMYECKOro
npouecca B nevenu y aeteit. B puardoctuke CIMX mcnons-
soBancs  «Anroput™ A depeHUManbHON  AUMATHOCTUKM
aHemmnn Bocnanenus y peter, 6onbHbix XIB» [24]. Boiumc-
nsincs KoabduumeHT Hackiwenuns Tpancheppura (KHT) no
dopmyne sTfR/Log dbepputuna. Mpu pacnpeaenexnn pe-

TEM HA FPYNMbl YYUTHIBANKUCE PA3PABOTAHHBIE HOMK KpUTE-
pyn ouerku creneqn CIMK y geteit XIB: 84 (45,4%) ¢ KHT >
>0,5 — nerkas crenens CITX (Il rpynna), 67 (36,2%) ae-
teit ¢ KHT < 0,5 — cpeanss crenens CIMX (Il rpynna) u 34
(18,4%) 6GonbHLIX WMMeNM CAMbIE HM3KME  3HAYEHMS
KHT < 0,2 — taxenas crenens CIMX (I rpynna). Kontpons-
Hyto rpynny coctamnu 30 NPAKTUYECKM 30OPOBbIX BETEN.

Metogom NPA onpepensnu: sTIR (pacteopumsbie pe-
uentopsl TpaHcdeppuna), PP (bepputun) ¢ ucnonssosa-
Huem Habopom dupmsbl «AccuBing», USA; FPN (dbeppo-
noptuh), HEPH (redectun), TIR-2 (peuentopsl TpaHcdep-
PUHO-2) B CbIBOPOTKE KPOBM C MCMOMb30OBAHMEM PEAKTUBOB
SEC489Hu, SEC918Hu u SEA262Hu ¢pupmsi «Cloud-
Clone Corporation», USA; aktvsHas ¢opma lencuguna-
25 (HPS) ¢ ncnonbsosanuem Habopos dupm «Bachem»,
USA u «Biochemmack», Austria.

Bupyconornyeckyio sepumkaumio (HBY, HCV, HDV)
nposogmnn Metopom MDA c ucnonbzosaHmem «Amnnu-
CeHcR HBV-FL, HCV-FL, HDV-FL» (Poccus) u metomom IMLIP
€ rMBpUAN3ALMOHHO-PIYOPELIEHTHON AETEKLMEN B PEXUME
«pearnbHoro BpemeHn» Ha amnindukarope «BIORADIQS»
(CLLUA) B kAMHMKO-3KCNEPUMEHTANLHOM NabopaTopum
PCHIMMLU, Neanatpum M3 PYs.

Ins noatsepxaeHus auardosa XIB npoeogunock ynbt-
PO3BYKOBOE MCCNEAOBAHME NEYEHM, CENE3EHKM U KEMYHbIX
nyTen ¢ JoNnneporpadueit COCYAOB NOPTATLHOM CUCTEMBI
Ha annapate «Philips» «Clear Vue 650» (USA), a takxe
3/10CTOMETPUS TKAHU NEYEHU C CYMMOPHBIM BbIYMCTEHUEM
nnotHoctn B klMa. Cratuctuueckas obpaboTtka AAHHbIX
NPOBOAMNMCE METOAOM BAPMALMOHHOM CTATUCTMKM C MpU-
meHeHunem Excel — nporpammsl 1 BelumcneHmem t-kputepus
CrblogeHTa.

Pesynbrartbl n ux obcyxpeHune

AHOMM3 OKTUBHOCTM BHE- M BHYTPUMEYEHOUHBIX
MOpPKEPOB TPAHCMOPTHOM CUCTEMBI METABONU3MA Xeneaa y
neter, 6onbHbix XIB ¢ CIXK BLISBMA HEOQHO3HAYHOCTL B
saeucumoctn ot crenenn CIDK, npu 3Tom coxpaHsis TeH-
peHumio k nossiwennio FPN u HEPH wa ypoere 6asonare-
PONBHOM YACTU KMILEYHMKA M CHMXEHMS SKCMPEccHu pe-
uentopos TfR-2 Ha yposHe mMembpanbl renatoumtos. Tak,
namensncs yposerb 11R-2 (puc.1), rae npn obwem konebaHmm
napametpa B npegenax 74,60 ng/ml — 4,80 ng/ml cpeprne
3HOYeHWs Haxogumcs Ha ypoere 21,08 = 1,94 ng/ml, yto
6bino B 4,8 pasa Bbille KOHTPOMbHLIX 3HaveHui (4,39 *
+0,83 ng/ml, p < 0,001). BHyTpurpynnossie cpasHeHus
TfR-2 BbISBMAM TEHOEHLMIO K CHUXEHMIO MO Mepe yBenunye-
tus crenenn CIK, roe cpepHue 3HaYeHus nepBoro noka-
3aTens pocrosepHo noHuxanucs Ha 7,1 ng/ml npu KHT <
<0,5(18,5+1,3 ng/ml) una 12,1 ng/ml npu KHT < 0,2
(13,5 £ 1,5 ng/ml) otHocuTensHo nokasatens petei c
KHT>0,5 (25,6 £ 3,6 ng/ml, p<0,01-0,001).

N3 uncna obcnegoeanHbix 6onbHbiX yposeHb FPN nosbi-
wancs (puc. 2) no 3,04 = 0,30 ng/ml, npu obwem koneba-
HuM napametpa & npegenax 1,09 ng/ml — 11,80 ng/ml
(p< 0,001 k kontponio 0,48 £ 0,13 ng/ml). Yacrora no-
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BblLWEHHbIX 3Ha4YeHui FPN ysennumeanacs no mepe yeenu-
yenus ctenenn CIMXK: ot 58,8% (nerkas crenens — KHT >
>0,5) no 64,7% (cpepnssa crenens — KHT < 0,5) u 100% (-
xenas ctenenb — KHT < 0,2), npu 3Tom cpearmre nokasarenu
cootsetctsosanu 2,48 £ 0,16 ng/ml, 3,18 £ 0,32 ng/ml u
3,56+0,87 ng/ml (p<0,01 otHocHTENbHO KOHTPONS).

Y10 kacaetcs B otHowwennn HEPH, To ero obuwue cpepHue
3HOYEHMS HE MOMYHYUIM CTATMCTMHECKOTO MOATBEPXKAEHMUS K
koHtponio (2,70 = 0,82 ng/ml npotvs 8,60 = 0,47 ng/ml,
p > 0,05). Ecnu sHyTpurpynnossie cpaeHenns HEPH
(puc. 3) BriseMAmn y peteit ¢ nerkoit crenensio CIMXK (KHT >
>0,5) pocroeepHo soicokue undpsi go 11,7 £ 1,3 ng/ml,
TO B rpynne AeTei co cpeaHen crenenbio CIMK (KHT <0,5)
3HQYEHUS HAXOAMIIUCb HO YPOBHE KOHTPOmbHbIX 8,42 *
+£0,9 ng/ml (p > 0,05) 1 HUXe KOHTPOMbHBIX 3HAYEHUH Y
netelt ¢ taxenom creneHbto CMX (KHT < 0,2) — 6,1 +
+0,4ng/ml (p < 0,01). MNMpu 3Tom BHYTPHrPYynnoOBbIE CO-
nocraenenms (puc. 3) nonyuunu cratuctMueckoe nog-
TBEpXaeHue Bo Bcex cnydasx (p <0,01—0,001).

WNceneposatme aktuneHoi popmsl lencuanHa-25 Bbisisu-
110 TEHAEHUMIO CHUXEHMS YPOBHS AAHHOTO NENTUAA B 3ABU-
cumoctu ot crenenn CITK: yem Huxe npepenbHble 3HAYe-
Hust KHT, Tem Bbille ypoBeHb NOAABNEHMS €r0 SKCNPECCHM B
renaroumtax. TaK, NpU CPABHUTENBHOM GHANM3E CPEAHMX
3HaueHu akTneHor opmbl [encuamHa-25 (puc. 4), B uenom,
o6paLano BHAMAHME CHUXEHWE ero ypoBHs B Goree yem
1,4 pasa (8,53 + 0,12 ng/ml nporve 12,5 £ 1,3 ng/ml
koHtpons, p < 0,001). BHytpurpynnoesie cpasHems (puc. 4)
BbISIBUAIM TEHAEHLMIO CHUXEHWS YPOBHS NENTUAQ B 3ABUCH-
moctu ot ctenenn CIMXK. MNpum aToM cpentme 3HaueHus no-
kasatens cootsetcteosanu 9,7 * 0,40 ng/ml — nerkas
crenenb CIX, 8,6 £0,11 ng/ml — cpepnsa crenens CIMX
n7,3+0,14 ng/ml — taxenas crenens CIX (p < 0,05
BO BCEX CyYasX).

HanbHeAWwnM 3TanoM SBUNOCL UCCNIEAOBAHME MAPKepP-
Horo npoduns XIB y peten (puc. 5), kotopbiit xapaktepu-
soBancs obHapyxernem HBsAg y Bcex GonbHbix BHE 30BM-
cumoctu ot crenenn CIK. Mpu stom HBsAb suigensnmce
NPAKTUYECKU C OaMHaKOBOM yacTtotoit y 41,2% peteit ¢ Ta-
xenon crenenbio CIMX, y 46,3% netein ¢ cpepHeTsxeno
creneHbto, U ¢ nerkor crenebto CIMX — y 43,5% 6onbHbix
(p>0,05). Brisenerue mapkepa HBeAg npesanuposano y
6onbHbIx ¢ Tsxenon crenexbio CIMXK: 88,2% npotue 58,2%
neTer co cpepHeTskenoi crenerbio u 14,2% 6GonbHbix €
nerkow crenenbto CITX, p < 0,01. Mpu stom, antutena k
HBeAg — HBeAb onpegensnuce y 20,6%, 29,9% v y
10,7 % 60onbHbIX COOTBETCTBEHHO TPEM UCCNELYEMbIM Py~
nam GonbHbix (p > 0,05). [etekums cyMMapHbix aHTuTen K
spepHomy aHtureny (HBcorAb) Takxe He otanuanucs cra-
TMcTMyeckoi pasHuuen, HBcorAb onpegensnmce y 6onb-
wuHcTBa BonbHbIX BCex Tpex rpynn (85,3% c taxenon cre-
nexbto CIMXK, 86,6% co cpepnetsixenon crenensio CIMX u
87,1% c nerkon crenenbio CIMX (p>0,05). Hapsay ¢ stum
Mmapkep aktnsHoit penamkaummn HBV-DNA pgoctosepHo ua-
we (6onee yem B 1,2 pasa) obHapyxwmeancs cpeam geten c
taxenoi crenensio CIMX — y 91,2%, co cpepHeTsaxenoit

FRN, ng/ml
3,56+0,87*
3,18+0,32*
2,48+0,16*b

0,48+0,13
KHT<0,2 KHT<0,5 KHT>0,5

Kontpons
Txenas (1) cpeanss (I1) nerkas (Il)

PucyHok 2. JuHamuka FPN B 3asucumoctu ot crenenn CMX'y ge-
Ten, 6onbHbix XIB (* — poctoBepHOCTs pasnmMumii K rpynne KOHTPO-
ng; @ = mexay | wll; b — 1 wulll; < — ll— llirpynnamu (p < 0,05—
0,001)

Figure 2. Dynamics of FPN depending on the degree of iron over-
load syndrome in children with chronic hepatitis B (* — significance
of differences to the control group; a — between I and Il; b — | and

lll; ¢ — lI—IlI groups (p <0.05—0.001)
HEPH, ng/ml 11,7+£1,3*b
8,42+0,9< 8,6£0,47
10 | l
KHT<0,2 KHT<0,5 KHT>0,5
Kontpons
xenas (1) cpeanss (I1) nerkas (I11)

PucyHok 3. [unammka HEPH & 3asucumoct ot crenenn CIMX y
peteit, 6onbHbix XIB (*— poctoBepHOCTL pasnuumil k rpynne KoHT-
pons; @~ mexay | ll; b — 1 u lll; < — [I— Il rpynnamu (p < 0,05—
0,001)

Figure 3. Dynamics of HEPH depending on the degree of iron
overload syndrome in children with HBV (* — significance of differ-
ences to the control group; a — between I and Il; b — I and IlI; ¢ —
lI—I1l groups (p <0.05—0.001)

crenenbio —y 76,1% peteit, u ¢ nerkoi crenensio CMXK —
y 55,5% 6onbHeix (p < 0,05).

3aknioueHue

Taknm obpasoM, BbisIBIEHO HEOAHO3HAYHOCTb MApPKeE-
POB BHEMEYEHOYHOM TPAHCMOPTHOM CUCTEMbI METABONM3MA
xenesa y peten ¢ XIB 8 3asucumoctn ot crenenn CITXK.
B uenom, 310 xapakrepnsoBanocs TEHAEHUMEN K MOBbILLE-
Huio FPN Ha yposHe 6a3010TepanbHOM YACTU KULWEYHWKA
M CHUXEHMIO 3Kcmpeccun peuentopos TfR-2 Ha ypose
membpaHsbl renatouutos. 1o Mepe HapacTawus creneHu
CITX BbisiBNeHa npsMo MPOMOPLMOHANBbHAS 30BUCMMOCTb
yposHst FPN 1 06patHo nponopuuoHanbHas 3aBMCUMOCTb
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AxtusHas popma lencuamnna-25

- 9,7+0,40%b 12,5£1,3
8,6+0,11%c
7,3%£0,14%a l
KHT<0,2 KHT<0,5 KHT>0,5
Kowntpons
Taxenas (1) cpepnss (I1) nerkas (Il1)

PucyHok 4. YposeHb nentmga lencuann-25 B 3aBucMmoctu ot
crenenn CIMX y peteit, Gonbreix XIB, ng/ml (* — pocrosepHocTb
pasnuumii k rpynne koHtpons; @ = mexay | u ll; b —Tulll; e — 11 — I
rpynnamm (p < 0,05 — 0,001)

Figure 4. The level of peptide Hepsidin-25, depending on the de-
gree of iron overload syndrome in children with HBV (* — signifi-
cance of differences to the control group; a — between I and II; b —
I'and Ill; ¢ — II—Ill groups (p <0.05—0.001)

yposHs HEPH/TR-2 ot crenenn CMX — uem sbiwe npe-
3eHTATUBHOCTb TEeMOCHAEPO3a, Tem Bhile dkcnpeccus FPN
v nopasnenne HEPH/TIR-2, uto ceupetensctayet o nonom-
KE MOMEKYNSPHBIX MEXAHWU3MOB TPOHCMOPTHOM CUCTEMbI
metabonmama xenesa B ycnosusx HBV-unduumposanms.
Ananornyneim obpasom, ot crenenn CIX 3aeucena ak-
TUBHOCTb MENTUAC rencuanH-25, YeM Huxe npepenbHbie
sHaveHuss KHT, Tem Bbilue ypoBeHb NOAABAEHMs €ro sKc-
npeccuu B renatoumutax. [No-suanmomy, ocnabnsiorcs ero
OCHOBHble du3nonornieckme GyHKUMM B BUAE PErynsaumu
bepponopTMHA (MHTEPHANM3AUMS M ferpanaums) Ha Memb-
POHAX MAKPOQAroB, SPUTPOLMTOB M IHTEPOLMTOB C MOHM-
XeHneMm akcropTa xenesa. o npuHumny obpaTHOM cBasK,
3TO MPUBOAMT K OKTUBALMM HEPPONOPTUHOBLIX MOSIEKYIT HA
YPOBHE KMLIEYHUKA M BECKOHTPONbHOMY TPaHCMeMBpaH-
Homy TpaHcrnopty Fe*2s nnasmy. B nopmepxaHun aktue-
HOCTU epponopTHHA y4acTeyeT benok — regectuH, ob-
nagaiowmnit - GeppPOOKCHAA3HON OKTUBHOCTbIO, KOTOPBIN
okucnseT BHyTpukneTouHoe Fe*2 no cocTosaHus BHekneTou-
HOro Fe+3 Ana CBA3bIBAHUA C HEHACHIWEHHbIM TpGHC(IDeppM-
Hom (ApoTf) u obpasosanus cesseHHoro TpaHcdeppHuHa
(HoloTf). Mocnepnumit TparcnopTupyeT xeneso ao Memb-
POH renaTouMTOB, SPUTPOLMTOB, MAKPOdATOB 1 BCTYMNAET B
TPAHCHEPPHUHOBBIM LKI, OCHOBHBIMM YYOCTHUKOMM KOTO-
poro sBastoTCs TpaHcdeppuHoBbie peuentopsl 1 1 2 TMna
(TR, n TRR,) — MemBpaHHble peuenTopsl, UMIOPTUPYIOLLME
nyTem sHpouutosa Fe*3 BHyTpb kneTku. Yuutbieas BbicoKMe
koHueHTpaumn (8 4,3 pasa oTtHocutensHo Hopmbl) TR, y
neteit ¢ XI'B, 4to cBMAeTENLCTBOBANO O NOBLILEHHOM Nepe-
HOCe SHAOTEHHOTrO Xenesa BHYTPb KNeTKM (renatoumtos),
MOXHO MPEANONOXHTb, YTO MMEHHO MEYEHOYHAs SKCrpec-
cus TIR, NPUBOAMT K NEPEHACHILLEHUIO Xene3om KIeTKH,
TOKCMYECKOMY AEMCTBMIO OKTUBHOTO XeNe3d, OKCMAATUBHO-
My CTpeccy, HOKOMIEHWIO GEePPUTHHA, C BBITEKAIOLLMMM OT-
CIO[Q MOCNEACTBUSIMA B BUMAE AereHepaumu u nponndepa-

_ * a 95,5C 94,]'3
100 91,2 100 88,20
80 4 76,1¢
60 55,5b 58,2¢
40 A
20 4 14,2b

HBV-DNA

HBsAg HBeAg

W KHT<O0,2, axenas (I) O KHT<O0,5, cpeanss (Il)
W KHT>0,5, nerxas (Ill)

PucyHok 5. MapkepHbiit npoduns HBV B 3aBMcHMocTH cTenehn
CMX y peteit (o b ¢ — poctoBepHOCTL pasnuumii Mexay uccnepye-
mbimu rpynnamu a — I /1l; b —1/11l; ¢ — 11/11l (p < 0,05—0,01)
Figure 5. HBV marker profile depending on the degree of iron
overload syndrome in children (a, b, ¢ — significance of differences
between the studied groupsa — 1 /1l; b —1 /1l c =1l /lll (p <
<0.05-0.01)

umm knetku, ucxopom yero sensetcs CIMX y peteit u re-
Hepanuaauus npouecca B Lenom. [loateepxaeHnem AaH-
HOMy akTy cnykuT BbipaxeHHocTb HBV-aktueHoCTH, KO-
TOPAs MPSIMO MPOMOPLMOHANLHO KOPPENMPOBANA CO CTe-
neHsto CITXK, uem Hmuxe KHT, Ttem Bbilwe BUpycHas
arpeccusi, Y4To TPAKTOBANOCH HOMM KOK HEBNAronpusTHbIN
¢baKTOp B MIGHE NPOrHo3sa 3a60neBaHms.

Takum obpasom, Teuerne XIB y peten sHauntenbHo
ycyrybnsietcs LONONHUTENbHbIM NOBPEXACIOWMM PAKTO-
POM — reMOCHAEPO30OM, HTO B UTOTE CO3AAET ANMUTENbHbIN
XpoHuyeckuit ctpecc. Kputepuem nporpeccupoBaHus
XIB y neteit aBnsietcs BbICOKMI ypoOBeHb GpepponopTMHA
(= 3,18 ng/ml) 1 TeHaeHUMS K CHUXEHMIO BBICOKMX LMdpP
TpaHcdeppHHOoBLIX peuenTopos-2. JuarHoctuyeckas 3Ha-
YUMOCTb TECTOB WCCIEAOBAHMUS repecTMHA CTAHOBUTCS Cy-
LLECTBEHHOM TOJNBKO B CY4AsiX TAXENOW CTEMEHW neperpyas-
k1 xenesom opranmama (< 6,1 ng/ml). DoctosepHocTs no-
NlyYeHHbIX Pe3yNbTATOB CO BCEW OYEBUAHOCTLIO MOAYEPKM-
BAET BOXKHOCTb MPOAOMXEHMS HAYYHbIX MCCNESOBAHWMMI B
5TOM HQAMPOBEHMM C NEPCMNEKTUBHOM paspaboTku sddek-
TMBHBIX CXEM JIEYEHMUS C YHETOM MATOrEHETUHECKUX MEXA-
Huamos CIMX npu XIB y geteit.
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