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 BpoxaeHHble nopoku cepaua (BIN1C) saHumatoTr
nuaupyrowme no3numm no pacnpocTpaHeHHOCTU B
CpaBHEHUU C APYrUMU NOPOKaMUN Pa3BUTUA Y AeTeu U
OCTarTCA Beaylen NpUYnHoOn CMepTHu.

« HOetun c BIC TpebyroT NnpnctanbHOro BHUMaHUA CO
CTOPOHbI YY4aCTKOBbIX NeanaTpoB U OETCKUX
KapauonoroB, KOPPEKTUPOBKU anroputmMoB
AUCNaHCepHOro HabnaeHus, YTO CBA3aHO C
yny4lleHMeM BbIXKMBAaeMOCTU NaLMEHTOB C TAXeNbIMU
BI1C nocne nepeHeceHHbIX onepaTuBHbIX
BMeLlaTeNnbCTB, a TaKXe NpeaoTBpaLLEeHUIO criy4yaeB
MJlageH4YeCKON CMEpPTHOCTM.




ONATHOCTUKA: | l -~
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 OOwWuM NpoueHT npeHaTanbHOro BoisaBrieHna BI1C
cocTaBnsieT oKono 25-34%/1-2,

o Ixokappuorpadua (Ixo-KIN aBnserca «30n0TbIM
cTaHgapTomMm» BbisiBneHus BI1C3,

« AHaTOMMYeCKMue geTanu cepaua nnoga MOXHO BUAETb
yXe ¢ 12-14 Hepgenb rectaumn, ogHaKo He BCe NMOPOKU
OAWHAKOBO AOCTYNHbI BU3yanmsauuu’,

1. Rossiera M.C., Mivelazb Y., Addorc M.C. Evaluation of prenatal diagnosis of congenital heart disease in a regional controlled
case study. Swiss Med WKkly. 2014;144:1-9.

2. Quartermain M.D., Pasquali S.K., Hill K.D. Variation in Prenatal Diagnosis of Congenital Heart Disease in Infants.Pediatrics,
2015; 136 (2): €378-e385.

3. HeoHaTarnbHbI CKPUHWUHT C Lefblo paHHEro BbISIBIIEHNSA KPUTUYECKUX BPOXKAEHHbIX NOPOKOB cepaua. Metoanyeckue
pekomeHgauun / Moa.peq. WkoneHukoson M.A., M, 2012, 36¢.

4. WapbiknH A. C. BpoxaeHHble nopoku cepaua. PykoBoacTBo Ans neanaTpoBs, KapAnornoros, HEOHATONOroB, 2 nsa. - M:
MNa3pnaTtenbctBo BUHOM, 2009. - 384 ¢




AUCNAHCEPHOE HABJNMIOOEHME
OETEW C BINC BKITIOVAET:

« KomnnekcHyr oueHKy 3gopoBbs (C.M. 'pombax, 1965):

« OueHka nokasarernen 13n4eckoro pasBuTUS;

«  OueHKa HEPBHO-MCUXNYECKOTO Pas3BUTUS;

«  OueHKa pe3anCTEHTHOCTU U PeaKkTUBHOCTU OPraHM3ma;
«  OueHKa Hannu4yne/oTCcyTCTBME XPOHUYECKOW NaTONOrnu,

* OueHKa AaHHbIX UHCTPYMEHTalbHbIX MEeTOAOB
obcnenoBaHud
 OueHKa AaHHbIX NabopaTopHbIX METOAOB

obcnenoBaHud



LLEJIb UCCNEOOBAHMAL:

OueHnTb Xapakrtep KNMUHUKO-(PYHKLNOHANbHbIX
N3MeHeHUN cepaeyHO-COCyaUCTON CUCTEMbI Y OeTeu
NepBOro roga >W3HW C BPOXAEHHbLIMM MNOPOKaMMU

cepaua.
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CTPYKTYPA BPOXOEHHDbIX
NMOPOKOB CEPALIA

AykTyC-
3BMCUMbIE
BIMNC;
32,8%

[AykTyc-
He3aBUCUMbIE
BINC;
67,2%




CTPYKTYPA BPOXAOEHHDbIX
NMOPOKOB CEPALIA
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CTPYKTYPA OYKTYC-
3ABUCUMBLIX BINC
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OLEHKA ®PUSUNYECKOI'O
PA3SBUTUA

Fediatncs
April 2007, VOLUME 119/ I1S5UE 4
Article

Assaociation Between Congenital Heart Defects and Small for Gestational Age

Sadia Malik, Mario A. Cleves, Weizhi Zhao, Adolfo Correa, Charlotte A. Hobbs and the National Birth Defects
Prevention Study

Figures & Data | Info & Metrics | Comments

CONCLUSIONS. Infants with congenital heart defects are approximately twice as likely to

be small for gestational age as control subjects. Small for gestational age status may affect
clinical management decisions, therapeutic response, and prognosis of neonates with
congenital heart defects. Although the etiology of growth retardation among infants with
congenital heart defects is uncertain, further exploration may uncover a commen
pathogenesis or causal relationship between congenital heart defects and small for

gestational age.

Oetu ¢ BIC B 2 pa3a yawe
MMEIT HeJOHOLUEHHOCTb U BeC npu
poOXAeHUU, He COOTBETCTBYHOLLNN

CPOKYy rectaumm




OLEHKA ®U3NYECKOI'O
PA3BUTUA

BMC Res Motes. 2014; 7: 926. PMCID: PMC4320577
PMID: 25515761

Mediation analysis of gestational age, congenital heart defects, and infant
birth-weight

Adane F Wogu, Christopher A Lofiredo ” lonut Bebu, and George Luta

= Author information - Article notes = Copyright and License information Disclaimer

Conclusions

Gestational age mav account for about 41% of the overall effect of heart defects on reduced infant birth-
weight. Improved prenatal care and other public health efforts that promote full term delivery, particularly
targeting high-risk families and mothers known to be carrving a fetus with CHD, mayv therefore be
expected to improve the birth-weight of these infants and their long term health.

Bec pneteu ¢ BI1C npu poxpaeHuun coctasnan 3071729 r.,
CpokK rectauum — 38,927 Heaenb. Ha 41% HU3Kkun Bec
npuv poxaeHnn oobAacHANcAa Hann4vmnem BIC




OLEHKA ®U3NYECKOI'O
PA3BUTUA

dakTopamMm pUcKa HU3KOW NpnbdaBKM ANMHbI ABNAOTCAL 2

* Manbl rectayMoHHbIN BO3pacT,
*  POCT MaTepu,

* TreHetTn4yeckme CMHOpPOMBbI.

daKkTopamMu pucKka HU3KOM NpMbdaBKn macchl aBnseTca’:

3acToHas cepaeyHast Hea4oCTaTOYHOCTb,
¢ BO3pacT onepauuu,

°  HU3KUWU BEC NMPU POXOEHUN.

*Gaynor J.W. Patient characteristics are important determinants of neurodevelopmental outcome at one year of
age after neonatal and infant cardiac surgery. J Thorac Cardiovasc Surg, 2007, Vol. 133 (5), 1344-1353.

**Vaidyanathan B. Malnutrition in Children with Congenital Heart Disease (CHD): Determinants and Short-term
Impact of Corrective Intervention. Indian Pediatrics, 2008, Vol 45, 541-546.




AHTPONMOMETPUYECKME
OAHHBIE NMPU POXXOAEHUMU
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NMNOKA3ATEJIN MACCbI TEJIA HA 1
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NMNOKA3ATEJIN OJIUHbI TEJIA HA
1 1oy KM3Hum

[laHHble COBCTBEHHOTO
nccneaoBadna

80
7612 cm

75
75+3 cm

70
p<0,02

65

60

55

50
3 Mecsua 6 mecsueB 12 mecsiueB

=e-[letn c BI1C KoHTporsb




HAJIMMUWE TMNOTPOOUMN

NaHHble cobcTBEHHOTO
nmccneaoBaHmna
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OLLIEHKA HEPBHO-NMCUXUYECKOI'O
PA3BUTUA

Y 36-38% peten ¢ BINC no gaHHbIM nabopaTopHbIX U UHCTPYMEHTarbHbIX
MeToAoB obcneaoBaHUA ANAarHOCTUPYHOTCA NMPU3HAKN HEe3PesriocTu
rofiloBHOro Mo3ra, y 23-36% - aHomManum ronoBHOro mo3aral.

 Onepauusa nogpasymMmeBaeT BO3eNCTBME TaKUX arpecCUBHbIX haKToOpoOB,
KaK UICKYCCTBEHHO€e KpoBOOOpalleHne U UCKyCCTBeHHasi BEHTUNSALUUA
nérkux Ha cooHe paHHero Bo3pacrta u mopdonormnyeckom Hespenoctu LUHC,
CO30al0TCA NPeAnoCbINIKM K Pa3BUTUIO NCUXO-HEBPOJTOrMYeCKUX
paccTponcTBZ.

« [Oetu c Taxenbimu BINC n petn nocne nannuatuBHbIX Npoueayp MMerT
xyawunin nporHo3 no HIP, B cpaBHeHUn ¢ geTtbMun, umerowmmm 6onee
nerkne NOPOKU U pagukanbHbIN 060beM onepaTUuBHOMN KOppPeKLuuns4,

1. Brossard-RacineM. Prevalence and Spectrum of In Utero Structural Brain Abnormalities in Fetuses with Complex
Congenital Heart Disease. AJNR Am J Neuroradiol, 2014, Vol.35(8),1593-1599.

2. Gaynor JW, Stopp C, Wypij D, Andropoulos DB, Atallah J. Neurodevelopmental outcomes after cardiac surgery in
infancy. Pediatrics, 2017;135:816-25.

3. Gaynor J.W. Is cardiac diagnosis a predictor of neurodevelopmental outcome after cardiac surgery in infancy? J
Thorac Cardiovasc Surg, 2010, Vol. 140 (6), 1230-1237.

4. Litch D.J. Brain maturation is delayed in infants with complex congenital heart defects. J Thorac Cardiovasc Surg,
2009, Vol 137 (3), 529-536.




OLLEHKA HEPBHO-
NMCUXUYECKOIo PA3BUTUA

B doopmupoBaHnun sagepxku HIMP 6onblwoe nporHoctuyeckoe
3Ha4YeHue:

* MMeeT Macca Nnpu poxaeHnn',

* KNMHUYECKOe COCTOsIHMEe pebeHKa A0 NpoBeAeHUs emy
onepaTMBHOW KOppeKLnn, Hanm4ime ocroXXHeHUn B
nocneonepauMoHHOM nepuopge?s

* Hanlnunyiume reHeTn4ecCkKkunx CI/IH,D,pOMOBl,

*  ONUTEeNbHOCTb BEHTUNSALUU, CIIOXKHOCTb OnepaTuBHOMN
KoppeKunn?

*  HU3KUW YpOBeHb Oobpa3oBaHUs MaTepu?

1. Newburger J.W. Early Developmental Outcome in Children With Hypoplastic Left Heart Syndrome and Related
Anomalies. Circulation, 2012; Vol. 125 (17), 2081-2091.

2. Tabbutt S. Neurodevelopmental outcomes after congenital heart surgery and strategies for improvement / S. Tabbultt,
J.W. Gaynor, J.W. Newburger // Curr Opin Cardiol, 2012, Vol. 27 (2), 82-91.

3. Sananes R. Neurodevelopmental outcomes after open heart operations before 3 months of age. Ann Thorac Surg,
2012, Vol 93 (5), 1577-1583.




OLIEHKA HEPBHO-NMICUXMNYECKOIo
PA3SBUTUA (1 TPYIINA HIP)
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OLIEHKA PESBUCTEHTHOCTM MU
PEAKTUBHOCTM OPrAHU3MA

* [lpusHaku nepuHaTanbHoro nopaxeHus LLHC peructpupyrorcsa
y 50%-100% meten c BINC12,

* Y neten c BIC BbIABNAIOTCA XapaKTepHble U3MeHeHUs
KFIeTOYHOro 3BeHa MMMyHUTeTa, oTMe4darTcsa geduunTt
BbIPpabOTKM aHTUTEN U HenTpodunbHaa anchyHKUnAS.

1. XXenes B.A., lMoryanna A.C., dununnos .., Haraesa T.A., KpnsoHoroea T.A. KnnHuko--metabonnyeckas
agantaums HOBOPOXAEHHbIX C TMNOKCUYECKMM NOPaXXEHNEM LiEeHTParibHOM HEPBHOM CUCTEMbI B COMETAHUN C
BpOXAEHHbIMKU Nopokamu cepgua. Mate n anta B Kysbacce. Ne2(61) 2015:74-78.

2. Pando-Orellan L.A., Calderén-Colmenero J., Martinez—Rodriguez N.L., Valle-Mondragén L.D. et al. Protein S100B: a
potential biomarker for brain damage in paediatric patients with congenital heart disease? Adv Tissue Eng Regen Med
Open Access. 2018;4(3):79-85.

3. Radford D.J.Thong Y.H. The association between immunodeficiency and congenital heart disease. Pediatric
Cardiology, 1988, 9(2):103-8.




OLIEHKA PESBUCTEHTHOCTM MU
PEAKTUBHOCTM OPrAHU3MA

 Oetu c BI1C nmetoT npegpacnonararowgme pakropbl K
pa3BUTUIO pecnupaTopHbIX UH(EKLMIN, YTO CBA3aHO C UX
aHoMmanbHoOM remoaMHamumkomn!

« @PaKkTopamMm pUcKa TAXesioro Te4eHUs MH(PEeKUMOHHbIX
3aboneBaHMN pecnMpPaTOpPHOro TpakTa BbICTYMNaloT:
XPOMOCOMHbIe aHOManuu, manbin Bec (MeHee 10%o),
He3aKOHYeHHbIU Kypc nmmyHonpodunaktukm PC-
UHdEeKUNn, ncnosib3oBaHNe NCKYCCTBEHHOrO
KpoBoobOpaLlieHuns npu Koppekuun BINC2.

1. Geskey J. M., Cyran S. E. Managing the Morbidity Associated with Respiratory Viral Infections
in Children with Congenital Heart Disease.International Journal of Pediatrics 2012: 1-8.

2. Medrano C., Garcia-Guereta L., Grueso J et al.Respiratory infection in congenital cardiac
disease. Hospitalizations in young children in Spain during 2004 and 2005: the CIVIC
Epidemiologic Study. Cardiology in the Young Volume 17, Issue 4 August 2007 , pp. 360-371.




OLEHKA PESUCTEHTHOCTM M
PEAKTUBHOCTM OPrAHU3MA
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OLIEHKA HANMUYMNA/OTCYTCTBUA
XPOHUMECKOM NATONOr MM

« CornacHo gaHHbIM nUTepaTypbl, YacToTa cepaevyHomn
HegoCTaTOMHOCTU B nonynauumn geteun ¢ BI1C HaxoauTca Ha
ypoBHe 39-61%.1

« o 60% Bcex cny4yaeB CH y geten npuxogutca Ha 1 roa
XKN3HKUL,

« Y 78% peten c BINC CH ncyesaet nocne onepauun?,

 MMpooonMmKNTenbHOCTb XU3HU NAUUEHTOB CO “CNOXHbIMU”
BI1C coctaBnsier meHee 10 neTt; Hanbonee BbICOKas
CMEpPTHOCTb OTME4YaeTCA B NepBble HECKOSLKO fneT
nepcucteHuuu CH3.

* MpunynHon CH moryT BbICTyNnaTb He TONbKO
remognHamMmun4yeckKkmne HapyweHumsa, HO u reHeTn4yeckKkme
NMOJIOMKMWN.

1. Hinton R.B., Ware S.M. Heart Failure in Pediatric Patients With Congenital Heart Disease. Circ Res. 2017;120:978-994.

2. XpoHudeckasi cepaeyHas HegocTaTouHOCTb y Aeten / bapaHos A.A., Hamasosa-baparosa J1.C., bacapruHa E.H./ 2016- 44 c.

3. Williams R. G. Late Causes of Death After Congenital Heart Defects A Population-Based Study From Finland. JACC VOL. 68,
NO. 5, 2016: 499 — 501




Heart Failure in Congenital
Heart Disease
A Confluence of Acquired and Congenital

Akl C. Fahed, mD*", Amy E. Roberts, MD", Heart Fallure Clin 10 (2014) 219217

Seema Mial, Vo', Neal K. Lakdawala, o+ Tilisesonomeinionnmon

Although the increased prevalence of HF in ACHD is primarily viewsd as a result of a volume or pressure
overload, whereby the starting point 15 an abnormal heart, an independent genetic component 1s also
present. This second route depicted in Figure 1 delineates a purely genetic component that causes both
cardiac malformation and a cardiomvopathy that result in HF, unrelated to hemodvnamic stress. Many of
the pathways involved in cardiac development in utero are also involved 1 myocardial structure and
stabilitv. Therefore, it 1s not surprising that certain molecular perturbations can cause both a cardiac defect
at birth, and a cardiomyopathy that can present later in life, often in childhood. As described 1n greater
detail in following sections, Noonan Syndrome (INS) 1= the second most frequent syndromic form of CHD
and can cause both CHD and cardiomvopathy. Similarly, another example of congenital cardiomvopathy 1s
left ventricular non-compaction (LVNC), a heterogeneous disorder that often results in HE. LVNC has been
associated with CHD including atrial and ventricular septal defects, Ebstein anomaly and outlflow tract

7-10

lesions, and 1s caused by genes such as MTH7 and the transcription factor NKX?-35 among others = —

NMauuneHTbI C cenTanbHbIMU AedeKkTamu, aHoMarimeu
JbwTenHa, NOpoKaMun, CBA3aHHbIMU C HapyLUeHUeMm
nyTen oTToKa MMEerT MmyTauum B reHe MYH?7,
KOTOpble accounmnpyrotTcs ¢ popMmupoBaHuem
HEeKOMMNaKTHOro MmokapAa rfieBoro xenyaou4ka.




CTAOMM XCH Y OETEMU C BINC

HA 1 rony )I(M3HM [aHHble cobCcTBEHHOTO
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25 9% 14,6 5%
100 - *p< 0,008
90 -
80 - 40

70 7 45 8
60 -

/
50 /
Z

40 -
30 -
20 -
10 -

3 mecsua 6 MmecsaueB 12 mecsaues
mXCHO =XCH1 mXCH 2A




®K XCH Y OETEM C BINC
HA 1 roay XXuU3Hu
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OLIEHKA 310POBbSl ETEU
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OLLEHKA NJAHHbIX
MHCTPYMEHTAJIbHbBIX METONLOB
OBCJNIEAOBAHMA

« CornacHo ote4ecTBeHHbIM U 3apyOeXHbIM KITMHNYECKUM
pekomeHaauuam Bcem naumeHTam ¢ CH nokasaHo
npoBeAeHne KOMMMeKca MUHCTPYMEeHTalrbHbIX MeTOA0B
o6cnepoBaHus: 12 kaHanbHou IKI, XM-IKIT (XM-3KTI) n
Axo-KI' c ponnneporpadument?,

« Ixokapauorpadua (9xo-KIN) asnsaerca «30N0TbIM
cTaHaapTom» BbisBrneHus BI1C.

« Kappguonornyeckoe oocrnegoBaHue geten Ha
negumaTpm4ecKom yvyacTtke BKMrOYaeT BbinoriHeHne 3xo-KIr
B Bo3pacTte 1 mecsaueB x1n3HU n IKI nokosa B Bo3pacTte 12
MecsLleB XU3HWN.

=

XpoHu4deckas cepaedHas HegoctaTouHocTb y aeTen / bapaHos A.A., Hamasosa-bapaHosa J1.C., BacapruHa E.H./ 2016- 44 c.

N

Heart Disease and Stroke Statistics—2017 Update A Report From the American Heart Association. Circulation. 2017; 13: e423-
e434.




OCOBEHHOCTMU 3Kr y OETEM
C BIC

Y 5,9%peten Habnoganoch oTknoHeHue 30C BneBo;
 Bblicokumn BonbTax onpegensancay 6,3% aeteun c BIC;
* 4,9% peten nmenu npeacepoHbIn pUTM;

« 57% peten nmenu HopmanbHyro HYCC, 31% - Taxukapauio,
12% - 6pagnkapauio;

 CuHycoBas aputmus BcTtpedanacob y 30,3% aeteun c BI1C;

 [eTepoTonHble HapyLWeHUa obpa3oBaHMA UMNyIbca —
2,8%:

 HapyweHusa cepaeyHon NpoBOANMOCTHU
pernctpupoBanuch y 33,8% aoeten: 6riokaga HoOXeK nydka
Nmca 28,2%;

* 17,6% vmMmenu HapyLieHUs penonsipusauuu.




OLIEHKA OAHHbIX
JIABOPATOPHbBIX METO4OB
OBCJNIEAOBAHMA

* OCHOBHbIM BMoXMMmnyeckmm mapkepom CH Ha oCHOBaHUUN KITMHUYECKUX
pekoMeHaauun aBnseTcs ypoBeHb HaTpunypetundecknx nentugos (HYM)L.

* HYI ncnonb3yloTca AnNA oLueHKU AONTOCPOYHOro NpPorHo3sa, AMHaAMUKHU
obLero cocTtosiHusA u 3achchpeKTMBHOCTM NpPoBOAMMON Tepanmuul2

* YpoBeHb HYI koppenupyet co creneHbto CH'?
« HopmatuBHble nokasaTtenu BNP onsa aeTckon nonynauuus;

*  Hopma BNP go 30 nr/mn,
1 cteneHb XCH — BNP 30-140 nr/mn,
2 cteneHb XCH — BNP > 140 nr/mn.

1. bBacaprvHa E.H. JleoHTbeBa W.B. Kotnykosa H.IN. Koeanes W. A. WapbiknH A.C. JuarHocTuka u nevyeHme XpoHUYeCcKkon cepaeyHon
HeQOCTaTOYHOCTW Y AETEN N NOAPOCTKOB: METOAMNYECKME PEKOMEHAALMN.

2. Fernandes B.A, Maher K.O., Deshpande S.R. Cardiac biomarkers in pediatric heart disease: A state of art review World J Cardiol.
2016 Dec 26; 8(12): 719-727.

3. Soldin SJ, Soldin OP, Boyajian AJ, Taskier MS (2006) Pediatric brain natriuretic peptide and N-terminal pro-brain natriuretic peptide
reference intervals. Clin Chim Acta 366:304-308




OLIEHKA OAHHbIX
JIABOPATOPHbBIX METO4OB
OBCJNIEAOBAHMA

 BbisiBNeHa npsimas KoppensuMoHHas cBsAA3b YpoBHA BNP:

*  C 0OBbLEMOM LLUYHTUPOBAHUA KPOBU1,

° YPOBHEM CUCTONNYECKOro AaBMNEHMS B NPABOM Xenyaoudke U
nerovHon aptepumnt,

* YPOBHEM JIErOMHOro COnpoTUBNEHnA!,
* CTENeHblo peryprutaumm Ha knanaHax?,

* CTeneHblo OOCTPYKUMKN BBIXOAHOrO OTAENa NEBOro Xenygoyka u,
COOTBETCTBEHHO, ANCHYHKLMEN NEBOrO Xenyaouka.

1. Kavga M., Varlamis G., Giannopoulos A., Papadopoulou-Legbelou K.Correlation of Plasma B-Type
Natriuretic Peptide with Shunt Volume in Children with Congenital Heart Disease Involving Left-to-
Right Shunt. Hellenic J Cardiol 2013; 54: 192-198.

2. Koch A. M., Zink S., Glockler M., Seeliger T., Dittrich S. Plasma levels of B-type natriuretic peptide in
patients with tetralogy of Fallot after surgical repair // Int. J. Cardiol. 2010. Vol. 143 Ne 2. P. 130-134.

3. Law Y. M., Keller B.B., Feingold B.M., Boyle G.J. Usefulness of plasma B-type natriuretic peptide to
identify ventricular dysfunction in pediatric and adult patient with congenital heart disease. Amer. J.
Cardiol. 2005. Vol. 95. Ne 4. P. 474-478.




OLIEHKA OAHHbIX
JIABOPATOPHbBIX METO4OB
OBCJNIEAOBAHMA

 HYIN aBnsaTCca mapKepoM oUeHKU nocneonepayuoHHOro
nporHo3sa:

* Y HOBOPOXOEHHbIX HabnogaeTcsl NOCTENEHHOE CHUXEHNE
ypoBHsi BNP B nocneonepaunoHHoM nepuogel,

* B Uenom yposeHb BNP gocturan makcmmyma B TedeHune
63,7 Yaca nocne ornepaunu, nocne 4Yero Habnganock ero
NocTeneHHoe CHUXeHune?,

* OTCYTCTBME NPOrpeccuBHOro ymeHblLueHnsa ypoBHA BNP
MOXET CBUAETENbCTBOBATb O HaNM4ne ocrnoXxXHeHnn'

1 Cantinotti M, Giordano R, Scalese M, Molinaro S et al. Prognostic role of BNP in children undergoing surgery for congenital
heart disease: analysis of prediction models incorporating standard risk factors.Clin Chem Lab Med. 2015 Oct;53(11):1839-
46.

2 Cantinotti M, Lorenzoni V, Storti S, et al. Thyroid and BNPResponse in Children Undergoing Cardiac Surgery for
CongenitalHeart Disease: age related variations and prognostic value. Circ J2012; 77: 188-197
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YPOBEHb BNP Y OETEU C
ONMEPUPOBAHHbLIMM BINC (Nr/mMmn)

60
51,3+72,6
50
40
30 1 ’
4‘

20 15,

11,4+2.,5 11,7+5,3 —
10 _ e

11,9+3,3 104£0,1 10,7+0,9

0 . . .
3 mecsiua 6 mecsues 12 mecsiueB

--OnepupoBaHHble BINC -®HeonepupoBaHHble BINC KoHTporsb




BbIiBO4bl:

1. Y peten c BIIC Ha 1 roay XXU3HU HEOOXO4MMO NPOBOAUTL
TwaTesribHbIM MOHUTOPUHI AMHAMUKU MacCca-poOCTOBbIX
nokasareneun, npoBoAnUTb NPodUNaKTUKy pa3BUTUA
runotTpocun.

2. Tpebyetca HabnoaeHue pebeHKa y3KUMU crieumannctamMmum:
HeBpPOJSIOroM, UMMYHONOromM, MHPEKLLMOHUCTOM.

3. Y peteu c BI1C Ha 1 roay XN3HM coxpaHsieTCA AOCTaTOYHO
Gonblon npoueHT aeten ¢ Hannumem XCH, gaxe nocne
npoBeOeHUs UM 3TaNoOB ONepaTUBHON KOPPEKLUWN.

4. [Oetu ¢ BIIC TpebyroT AMHAMUYECKOUN OLI€HKN AaHHbIX
KOMMJieKca nabopaTopHO-UHCTPYMEHTaNbHbIX MeTOAO0B
obcnegoBaHuA.




CNMNACMBO 3A BHUMAHME!




