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3aaun MUPOBOTO COOOIIIECTBA B TEUEHE MHOTHUX JIECSITUIIETHIT HAIIPABJIEHbI HA CHIDKEHUE HEOHATAIBHOM 1 MJla-
JIeHYECKOI CMEPTHOCTH OT BHYTPpUYTpoOHbIX mHMeknnit. B 1990 roxy Opranusarus O6beaunennbix Hammii u Bee-
MUPHAsI OPraHu3aIusl 37[PABOOXPAHEHUST ONPEETIIN TPUOPUTET CHUKEHUST IETCKOiT cMepTHOCTH K 2015 Tomy.
HecMoTps Ha 3HAYUTEbHBIE YCIIEXU B JIEU€HUN HOBOPOK/IEHHBIX, CMEPTHOCTD OT CETICHCA CHIKAETCS MeIJIEHHO, B
cjlydyae BBUIKMBAHUS Y JIeTell B MOCTHATAILHOM BO3pacTe (hOPMUPYIOTCST PA3INYHON CTETIEHU TIOBPEKIEHMS TIEHT-
PaJIbHOIT HEPBHOIT CUCTEMBI. 32 TIOCIe/IHee IECSTUIETHE MTOSBIJINCH HOBbIE IAHHBIE O METO/IAX TIPOMUIAKTUKHI, /TN~
ArHOCTHKH, JIe4eHUsT BHY TPy TpoOHBIX mHbekImil. [lesh 0630pa: nmpeicTaBuTh AaHHble 00 0COGEHHOCTSIX TEYEHUST
6epeMeHHOCTH MPU PA3BUTUN MHOEKIMU, METOAX COBPEMEHHON JMArHOCTUKH, BKIIOYAIOIIIX HCCJIe0BAHIE MH-
TepJIEeHKNHOB, MOP(MOJIOTUIO TIJIAIIEHTBI, NCCJIEIOBAHUE AJIIETBbHBIX TEHOB, & TAKKE COBPEMEHHBIN TOIXO]T K JIEUEHNIO
BHYTPHYTPOOHBIX WHGEKINIT Y HOBOPOKIEHHDIX.

Knioueewte cnosa: HOBOpO?ICaeHHble,’ XopuoamHuonum, qbynwcyﬂum; GpO()ICaeHHCZﬂ NHEeBMOHUS, Cencuc

For many decades, the world community’s efforts have been aimed at reducing the neonatal and infant mortality
from intrauterine infections. In 1990, the United Nations and the World Health Organization set out the priority of
decreasing children mortality by 2015 roxy. In spite of impressive success in newborn treatment, mortality due to
sepsis decreases slowly; when survive, postnatal children develop central nervous system impairments of different
level of severity. In the recent decade, new data have emerged concerning the methods of intrauterine infections
prophylaxis, diagnosis, and treatment. The purpose of the review is to present data concerning specifics of pregnancy
course when infections develop, contemporary diagnostic methods including studies of interleukins, placenta mor-
phology, allelic genes, and to reflect the current approach to the treatment of intrauterine infections in newborns.

Keywords: newborns; chorioamnionitis; funiculitis; congenital pneumonia; sepsis
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BBenenue

Buyrpuyrpobubie nHGEKIUN U HeOHATAIbHBIN
CEIICHC SBJISIOTCS OCHOBHOI IIPUYMHOMN 3200J1€BaeMO-
CTU U CMEPTHOCTU Y HOBOPOKIEHHBIX, 4TO 00YCJIOB-
JIEHO Hecnenu@PUIHOCTbIO CUMIITOMOB, 3aTPYIHSIO-
mUx ux paHHoo auarnoctuky. B 1990 roxy
Opranusanus O6benunentsix Hanmit (OOH) u Bee-
MUpHasg opranusanus 3apaBooxpanenus (BOJ)

Introduction

Intrauterine infections and neonatal sepsis are
the main reason of newborns morbidity and mortality
due to non-specific nature of symptoms, which inter-
feres with their early diagnosis. In 1990, the United
Nations (UN) and World Health Organization
(WHO) set out the priority of children mortality de-
crease by year 2015. In spite of impressive success in
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OIIpe/Ie/IUIIN TPUOPUTET CHUKEHUS IeTCKOM CMEPTHO-
ctu k 2015 rony. HecMoTpst Ha 3HAUNTETBHBIE YCITEXH
B JIEYUEHUN HOBOPOXK/IEHHBIX, CMEPTHOCTD OT CelcHuca
CHUKAeTCs Me/lJIeHHO. B cirydae BbKMBaHUA Y JleTeid
B [IOCTHATAJILHOM BO3pacTte (hOpMUPYIOTCS MOBPEK/Ie-
HUA HEeHTPAJIbHON HEPBHOM CUCTEMBbI Pa3/IM4HON CTe-
nern. B 2010 romy ot mHGEKIMOHHBIX 3a00J1eBaHNi,
BKJIIOYAs CETICHC, BO BCEM MUpe YMePJIo 7,6 MUJLIMOHA
nereil B Bogpacre /10 5 jieT. CMEepTHOCTh HOBOPOSK/IEH-
HBIX cocTaBisiaa 40% oT 06IIero 4ucia yMepumx
nereii [1—3]. B 2015 rogy B HeoOHAaTaJIbHOM ITEPHOJIE
ymepJio 2,7 MJtH. ieteil. Bepymmumu npuunHaMu cMep-
TH HOBOPOXKJEHHBIX SIBJISAIOTCS HEJOHOLUIEHHOCTD U
nHeBMonus. IIpexieBpeMennble Po/ibl U ITHEBMOHUS
3HAUMMBI B CTPaHAX C BBICOKUM, CPEJAHUM U HU3KUM
YPOBHAMU JIETCKO cMepTHOCTH [4—6]. Yeunus mupo-
BOTO cOO6IECTBA B T€UEHUE MHOTHX JECSTUIIETHIT
HAIPaBJIeHbl HA CHUKEHME HeOHATATBHON U MJIaJIeH-
Y4ECKOU CMEPTHOCTH, B TOM YHCJIE OT BHYTPUYTPOOHBIX
nHGEKITUI.

Pannee nauaso cercuca ocraercs cepbe3HOi
po6IIEMON JIJIst HOBOPOKIIEHHBIX, 0COOEHHO HEIOHO-
HIeHHBIX JleTeil. HeonaTayubHblii cericuc npeacTaBisgeT
co60ii cucteMHuy10 HHPEKIUIO, BOZHUKAOILYIO Y MJa-
JIeHIIeB B TeyeHue 28-u Hel MOCTHATATbHON KU3HU,
U SIBISAETCSA BasKHON MPUYUHOM 3a60J€BaEMOCTU 1
CMEPTHOCTH HOBOPOKIeHHBbIX [3, 7—9]. Beigemnsior
paHHNII HeOHATAIBHBII CEIICUC, BO3HUKAIONNIT y MJIa-
JICHIIEB /10 72-X 4acOB ’KU3HU, U TI03/IHUI HEOHATAJIb-
HBIIi ceTicHC, pa3BUBaloNuiics moce 3-To AHs MoCTHA-
TAJbHOTO BO3PACTA, €0 HAUaJI0 BApbUPYeT B [Ipe/esiax
ot 3-x 10 120-u cyroxk skusnu [3, 8—11]. st muazen-
1[EB C AKCTPEMaTbHO HU3KOI Maccol tesa (IHMT)
KOJIMYECTBO CJlydaeB 3a00JeBasi cocTaBiisieT 26 %o,
y HEIOHOIIEHHDBIX JIeTell ¢ OueHb HU3KOI Maccoii Tesa
(OHMT) uwactora pa3BuTHUs CENCUCA CHUKAETCS U
COCTaBJISIET 8%o, T. €. IPH YBEJINUYEHIH FeCTAIMOHHOTO
BO3PACTa BEPOATHOCTH 3200JIEBAHIS BHY TPHYTPOOHBI-
mu undekiuamu (BY W) 3naunrenbHo cHuzkaercs.
Pannuii HeoHATAIBHBIN CETICHC BHI3BIBACTCS GaKTEPH-
AJbHBIMY MUKPOOPraHU3MaMU, TIepeiaBaeMbIMU reMa-
TOTEHHBIM, BOCXO/ISIIUM ITyTEM OT MaTep K peOeHKY
BO BpeMsi OepeMeHHOCTH WK B pojiax. [lo3nauii Heo-
HATAJIbHBIN CEICHUC MOXKET BO3HUKATH IIPU BOCXO/I-
1eM HHQMUIMPOBAHUY T1JI0/1a 10 POIOB, UHTPAHATAb-
HO WJIM TPH MPSIMOM KOHTaKTe ¢ GaKTepPUabHBIM
Bo30OynuTeeM. 3a00/I€BaHNsT BUPYCHBIMU WU TPUG-
KOBBIMU HEOHATAJIbHBIM MHMEKINIMU MOTYT TaKkxKe
BO3HUKATD /10 7 THEH *KU3HU, HO OHU OTJIMYAIOTCS OT
6akrepuasiphoro cemncuca [12]. DakTopbl pucka 110
Pa3BUTHUIO CeliCUCca Y HOBOPOXK/IEHHBIX: BO3pACT Mare-
peit 710 20-u JjieT; HeZJOHOIIEHHOCTD; OCTHATAIbHBII
BO3pacT HOBOPOXK/IEHHDBIX /10 7-U CYTOK; MY’KCKOI 110J1
pebenka; macca Tea 1500—2500 rpamy; oLeHKa 110
mKasie Anrap Ha 1-if MUHYTe JKU3HI MeHee 7-1 GalljoB;
Ipesk/eBpeMeHHOe UM3JIUTHE OKOJIOIJIOAHBIX BOJL
(ITMOB) u auTebHOCTD 6E3BOAHOIO nepuoaa doJee
18-1 yacoB, Ipu KOTOPOM BEPOATHOCTD PA3BUTUS HEO-
HATAJILHOTO celicuca B 7,4 pasa Bblllle, 10 CPABHEHUIO

newborn treatment, mortality due to sepsis decreases
slowly; when survive, postnatal children develop cen-
tral nervous system impairments of different level of
severity. In 2010, 7.6 million children aged up to 5
years of age died from infectious diseases including
sepsis, all over the world. Newborns mortality
amounted to 40% of the total deceased children [1—
3]. In 2015, 2.7 million children died during the
neonatal period. The predominant reasons for new-
borns mortality are premature birth and pneumonia.
Premature delivery and pneumonia are significant in
countries with high, medium, and low children mor-
tality [4—6]. For many decades, the world community
efforts have been focused on reducing neonatal and in-
fant mortality including due to intrauterine infections.

Early development of sepsis remains a major
issue for newborns especially premature babies.
Neonatal sepsis is a systemic infection infants develop
within 28 days of their postnatal life and constitutes
an important cause of newborns morbidity and mor-
tality [3, 7—9]. A distinction is made between early
neonatal sepsis developing in infants within up to 72
hours of their life and late neonatal sepsis developing
after postnatal day 3, its onset varying within 3 to 120
days of life [3, 8—11]. For infants with an extremely
low body weight (ELBW), the incidence amounts to
26%o; in premature babies with very low body weight
(VLBW), sepsis incidence falls down to 8%, i.e. as
the gestation age increases the probability of in-
trauterine infections (IUI) decreases significantly.
Early neonatal sepsis is caused by bacterial microor-
ganisms carried over through via hematogenic, as-
cending path from the mother to the baby during
pregnancy or delivery. Late neonatal sepsis can de-
velop through ascending infection of fetus before de-
livery, intra-natally, or through direct contact with
bacterial agent. Viral or mycotic neonatal infections
may also develop before postnatal day 7, but they dif-
fer from bacterial sepsis [12]. The risk factors for new-
born sepsis development are: mother’s age being
younger than 20 years of age; premature birth; new-
born’s postnatal age being younger than 7 days; male
sex of the baby; body weight equal to 1500—2500
grams; Apgar score on the 1st minute of life being less
than 7; premature rupture of membranes (PRM) and
rupture to delivery period longer than 18 hours when
the probability of neonatal sepsis development is 7.4
times higher versus a shorter rupture to delivery pe-
riod [13—16]. Premature rupture of membranes
(PRM) and prolonged period without amniotic fluid
increase the probability of ascending infection of par-
turient canal by microorganisms promoting develop-
ment of birth asphyxia that is frequently associated
with sepsis [17]. Mother’s infectious inflammatory ill-
nesses during pregnancy are the main cause of IUI in
newborns. The main target is early diagnosis of an in-
fection process in pregnant women, verification of
disease etiology, prompt commencement of treatment,
and newborn disease forecast.
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¢ MeHee JINTeIbHbIM 6e3BoAHbIM T1epuonoM [13—16].
[IpesxaeBpeMeH bl  PaspbiB  IUIOAHBIX 000J0YEK
(ITPIIO) 1 aymiTeibHbIN GE3BOAHbLIA IEPHOL YBEJIIN-
BalOT BEPOSITHOCTb BOCXOSIIETO MH(PUIIMPOBAHUS
MHUKPOOPraHu3MaMi POJOBOrO KaHaJla, 4TO CIIOCO0-
CTBYET Pa3BUTUIO AaCHUKCUN TIPU POKIECHIH, KOTOPAsT
yacTo accorumnpoBana c cericucom [17]. Mndeximon-
HO-BOCIAJIUTEIbHbIE 3a00JIeBaHUsT MaTEPU BO BPEMSI
GepeMeHHOCTH SIBJISIOTCS OCHOBHBIM UCTOUHMKOM Pas-
sutusi BYW y noBoposkennbix. OcHoBHAsT 3a/1a4a —
pPaHHSIST UATHOCTUKA MHMEKIIMOHHOTO Ipollecca y
GepeMeHHOM, BepudUKaLys 9THOJIOruH 3a00/IeBaHN,
CBOEBPEMEHHOE HAYAJIO JIeYeHUsI, TPOTHO3UPOBAHIE
3a00/1eBaHUA Y HOBOPOKIEHHOTO.

Teuenne 6epeMeHHOCTH
IPU pa3BUTHH WH}EKINN:
METO/Ibl COBPEMEHHOM IMarHOCTUKH

TecTannonubIii Iporece ABseTcs yHUKAIbHBIM,
T.K. IPOMCXO/IUT TepecTpoiika MaTepuHCKOTO opra-
HU3Ma C y4eTOM MOTPeOHOCTEN pPa3BUBAIOIIETOCS
rozia. usnosiornveckast GepeMeHHOCTh COPOBOIK-
JaeTcsi BPEMEHHBIM U3MEHeHHeM OajiaHca MeKIy
BPOJKJICHHBIM M a/JaITUBHBIM UMMYHUTETOM MaTepH,
obecrnieynBaoNMM HOpMaIbHOe pasBuThe Troga [ 18].
C paHHUX CPOKOB recTalliy MPOUCXOANT YBeJINYeHNE
KOJINYeCcTBAa MOHOIIMTOB M TPAHYJIOIMTOB, a TaKXKe
obpasoBanne aktuBHbix (Gopm kucaopoga (ADK)
(barormTamMm KpoBHM, KOTOPBIE ABJILIOTCS OJHUMHU U3
MHO’KeCTBAa UMMYHHBIX (DaKTOPOB 3aITUTHI OT MH(EK-
IUOHHOTO areHTa. YBesmmuenue npoaykinn ADK y
Marepeii, CBUIEeTEIbCTRYIONee 00 aKTUBAIIUK HEHTPO-
(uabHOTO 3BEHA UMMYHUTETA MATEPUHCKOTO Opra-
HU3Ma, aCCOIIMMUPOBAHO C Pa3BUTHEM Y HOBOPOSK/ICH-
ueix BYI. B 1o ke BpeMs, B MyNOBUHHON KPOBU
HOBOPOXK/IEHHBIX OTMEUYAETCs HU3Kas TIPOAYKIIUSA
ADK, obycroBieHHas CHUKEHHONW CHOCOGHOCTBIO
MMMYHHOTO OTBeTa. KoMmIiekcHoe wncciesoBanue
untepaeiikunos (IL) mokasaso, 4to y 6epeMeHHbIX,
ponuBmiux neteii ¢ BY U, B kpoBU 0cTOBEpHO Hapac-
taet coyiep:kanue 1L-8, IL-6 u IL-10, yTo KocBeHHO
CBUETEILCTBYIOET O JJTUTEIBbHOCTH BOCIATUTEILHO-
ro mpoiecca. Kpome Toro, BbISIBIEHBI TeHETUYECKHE
0COBEHHOCTH GEPEMEHHBIX, ¥ KOTOPBIX POAUIUCE JICTH
C TIPU3HAKaMU BPOK/IeHHON nH(eKIu. Y Matepei ¢
regoturioMm TT B 251-ii mo3uuu MpoOMOTOPHOIL 0612~
ctu rena [L-8 gocroBepHo yarie poxaaoTcs 1eTu ¢
peamuzamnueit BYU (OR=2,6 (1,2—5,8), »=0,022).
MoskHo mpearnonaratb IeTePMUHUPOBAHHYIO TIPE/l-
PaCIoJIOKEHHOCTD K yBeJIWYeHHO mpoaykiun [L-8 y
nanHoro KontunrenTa matepeit. C pazsurunem BYU y
HOBOPOXK/IEHHBIX aCCOIMUPOBAH TTOJTMMOPGHU3M TIPO-
MoTOpHOIT oOmactu rena IL-10. MoxHo mpexanoo-
JKUTDb, YTO, HApSALY C JAPYrUMHU (akTopamu, cylie-
CTBYIOT F€HETUYECKH JIETEPMUHUPOBAHHOE CHUKCHHE
MMMYHHOTO OTBETa Y HOBOPOXKIeHHbIX [19, 20].

B npyrom mccienoBaHnu BBISBJICHO, YTO TIPU
MPEKJIEBPEMEHHBIX POJIaX B aMHUOTUYECKON JKUIKO-

Course of Pregnancy during
Infection Development:
Contemporary Diagnostic Methods

The gestation period is unique because of mother
body’s changing to satisfy the developing fetus needs.
Physiological pregnancy is accompanied with a tempo-
rary change of the balance between mother’s congenital
and adaptive immunity providing normal fetus develop-
ment [18]. Since yearly days of gestation, the number of
monocytes and granulocytes increases and reactive oxy-
gen intermediates (ROT) are produced by blood phago-
cytes, which are some of numerous immune factors of
defense against an infection agent. Increased production
of ROT in mothers, evidencing activation of neutrophil
immunity in the mother’s body, is associated with devel-
opment of IUT in newborns. At the same time, in umbil-
ical cord blood of newborns, low production of ROI is
observed due to reduced immune response capability. A
comprehensive study of interleukins (IL) has demon-
strated, that in pregnant women who delivered babies
with IUI, the blood content of IL-8, IL-6, and IL-10 re-
liably increases, which indirectly evidences inflamma-
tory process duration. Besides, genetic peculiarities were
found in pregnant women who delivered babies having
congenitaloii infection signs. Mothers who have geno-
type TG in position 251 of promotor region of IL-8 gene
reliably more frequent deliver babies with TUT realiza-
tion (OR=2.6 (1.2—5.8), /=0.022). Determine predis-
position to increased production of IL-8 in that
population of mothers can be assumed. Development of
IUT in newborns is associated with polymorphism of the
promotor region of IL-10 gene. One can surmise that
along with other factors, there is genetically determined
reduction of immune response in newborns [ 19, 20].

Another study established that in case of prema-
ture birth, increased amniotic fluid content of IL-6
and tumor necrosis factor (TNF-«) is detected, the IL-4
and IL-18 content being normal, which evidences
presence of an intrauterine inflammatory process. In
gastric aspirate of newborns with respiratory distress
syndrome (NRDS), taken immediately after birth, a
high content of IL-6 is found. In the residual umbilical
cord blood of newborns, two differently directed ver-
sions of IL-6 production were discovered: in the 1%
version (38.2% of cases), a high content of IL-6 —
493.3+£182.3 pg/ml — is observed; in the 2" version —
61.8% of cases — low functional activity of IL-6, which
mean concentration amounted to 20.3 pg/ml, is deter-
mined. Investigations have shown that cytokine con-
tent in mothers and premature newborns, on the one
hand, proves presence of an intrauterine inflammatory
process, which was probably the cause of premature
delivery, and, on the other hand, evidences activation
of macrophages and T-cell immunity in the fetus. Pre-
mature NRDS newborns feature a cytokine balance,
sufficiently mature immune system preventing devel-
opment of an intrauterine infection at the background
of severe respiratory insufficiency (RI) [21].
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CTH OllpejiesisieTcs ToBbIeHHoe cojepskanne 1L-6 u
dakropa nekpoza onyxonu (TNF-a) npu nHopmasib-
HoM comepskannn 1L-4 u IL-18, 9To cBUmeTENLCTBYET
0 HUINYMY BHYTPUMATOYHOTO BOCTIAJIUTEIIBHOTO TIPO-
necca. B kenmymounom acnimpaTte HOBOPOMKIEHHBIX C
pectiupaTopHbiM  uctpecc-cunapomom (PACH),
MOJIYYEHHOM C€Pa3dy T0cJe POKACHNS, ONPe/esseTcs
BBICOKOE coziepskanue 1L.-6. B ocrarounoii mynoBu-
HOI KPOBM Y HOBOPOXK/IEHHBIX BBISIBJIEHO /[BA Pa3HO-
HaIlpaBJEHHBIX BapuaHTa npoaykuuu [L-6: B 1-M
BapuanTe (38,2% HabM0eHNI) OTIPEAESETCSA BbICO-
koe cozepxkanme 1L-6 — 493,3+182,3 nir/mu1, BO 2-M
Bapuante — 61,8% ciyuaes, BblsiBJieHA HU3Kas (QYHK-
MOHAJIbHAST aKTUBHOCTD 1L.-6, cpennss koHieHTpa-
s koroporo cocrasJistet 20,3 iir/mit. VicesienoBanus
MOKA3aJI1, YTO COZIepKaHme IIMTOKMHOB Y MaTepeil u
HEIOHONIEHHBIX HOBOPOXKIEHHBIX, C OJTHOM CTOPOHBI,
MOJITBEPIKAAET HATMYNE BHYTPUMATOYHOTO BOCIIAJIH-
TEJILHOTO MPOIecca, YTO, BEPOSATHO, IBUJIOCH TIPUYH-
HOU TpeXeBPEMEHHBIX POJIOB, C IPYyTOil — CBUjE-
TeJbCTBYeT 00 aKTHUBU3AlMU  Makpodaros u
T-kyeTouHOrO0 UMMYHUTETA IJI0A. Y HEJOHOIIEHHBIX
HoBOpOsKaeHHbIX ¢ PIICH cymiectByer GajaHc 1UTO-
KWHOB, IOCTATOYHO 3peJias UMMYHHAs CUCTEMA, Tpe-
MATCTBYIONAS PA3BUTHIO BHYTPUYTPOOHON HHbEK-
i Ha oue TAKEJION JIbIXaTeJIbHOM
Heznocrarounoctu (AH) [21].

Mopdonoruss maanentsl. HanbGosiee yacToit
MIPUYNHON TEPUHATATBHBIX TOTEPH SABJIACTCA TIAICH-
tapuasg Hepocrarounocth (ITH) wmnbexknmnonuoro
reHesa, YacToTa MoTeph cocTasisteT 27,7%, a mepuHa-
TasbHas cMepTHOCTh — 5,99%o0. Panuss I1H nndek-
IIMOHHON MTPUPO/IBI (hOPMUPYETCS TPU PA3BUTHUU OCT-
poii mim obocrTpeHnu XxpoHndeckoii nudexi B 1—I1
TpuMecTpax 6epeMEHHOCTH, UTO BEAET K PaHHEMYy
Pa3BUTHIO BOCIIAJTUTEIHbHBIX NU3MEHEHUH B TIJTAIICHTE.
[Ipu Tsxessom MHOEKITMOHHOM TTOPAKEHUH TI7I0/I1a B
MJIAI[EHTE BBISBISAIOTCA PA3JIUTON TPAaHCMYPATbHBIIA
HapueTasbHbIl MeMOPAHUT, aMHUOHWT, CEPO3HO-
rHOMHBIH (GyHukyauT. IsMenenue cocynos mnpej-
CTaBJICHO PACITPOCTPAHEHHBIM 9H/IOBACKYJIUTOM, TIPU
KOTOPOM TIPOUCXOJUT CYKEHIEe U 00IUTEPALIUST COCY -
noB. VIaMeHeHus B cocyax MJIAIEHTBI COYETAIOTCS C
bubpo30M CTPOMBL, OTIOKeHUAMY HUOPUHONLA U
TPOMGO30M MEKBOPCHHUYATOTO MPOCTpaHCTBa. Boc-
MaJIMTETbHBIN TIPoIlecc HOCUT AU DY3HBIN XapaKkTep
U MIPENATCTBYET CO3PEBAHNIO XOPUOHA W CHHITUTHO-
KalIpHBIX MeMOpan. [Ipu aHTeHaTaibHO THbe-
JIU Y HETOHOTIEHHBIX TIJI0/I0B BBISBJISIOTCS JABYCTO-
POHHSAA ITHEBMOHUS, MEHUHTOAHIIedannT,
0YaroBBINf HEKPOTUYECKUM TenaTuT, MUOKAPAUT Ha
one mopdosornveckoil He3pesOCTH OPraHOB.
Haubosiee 3HaunMble UBMEHEHUS XapaKTePHBI JJIs
THUMycCa IJIOJla: BBIpakeHHas [eauM@oTu3anms
JI0JIeK, KpyIIHbIEe HEKpOTUYecKue Tesbila laccans, B
MEKI0JIbKOBOU COCUHUTEJbHOU TKaHU oOIlpeje-
ssiercs iuM@onHo-MaKkpodaraabHbli UHUIBTPAT
¢ so3unoduaneil. Hauboiee rszkesbie M3MeHEHUs B
MJIAIEHTHI XapaKTepbl LI TePIeTHYeCKOro IareH-

Placenta Morphology. The most frequent rea-
son for perinatal losses is placental insufficiency (PI)
of infection genesis, the incidence of losses being
27.7%, perinatal mortality being 5.99%.. Early PI of
infection nature forms during development of an acute
or exacerbation of a chronic infection in pregnancy
trimester I—II resulting in early development of in-
flammatory changes in placenta. In case of a severe in-
fection damage of fetus, diffuse transmural parietal
membranitis, amnionitis, seropurulent funiculitis are
detected in placenta. Vascular changes represent dis-
seminated endovasculitis characterized by vessel con-
struction and obliteration. Placental vascular changes
are combined with stromal fibrosis, fibrinoid deposi-
tion, and intervillous lacuma thrombosis. The inflam-
matory process has a diffuse nature and prevents
chorion and syncytiocapillary membrane maturing. In
case of antenatal death of premature fetuses, bilateral
pneumonia, meningocephalitis, focal hepatic necrosis,
myocarditis at the background of morphological organ
immaturity are noted. The most significant changes
are typical for fetal thymis: severe lobe delymphatiza-
tion, large necrotic Hassal’s corpuscles, lymphoid-
macrophage infiltrate with eosinophilia in interlobular
connective tissue. The most severe placental changes
are typical for herpetic placentitis combined with res-
piratory viruses and cytomegaloviral infection [22].

PI development at the background of chronic
ENT-organ diseases, pyelonephritis, cystitis and au-
toimmune thyroiditis, also herpetic infection and can-
didal vulvovaginitis is an adverse factor. The gestation
process at the background of PI of infection genesis is
aggravated by isthmic-cervical insufficiency, hydram-
nious. Newborn morbidity analysis has demonstrated
that such mothers give birth to babies suffering from
congenital pneumonia and sepsis [23].

For verification of infection process agents, a
comprehensive examination of placenta is carried out
including bacteriological and bacterioscopy, virology
testing, histochemical methods; for the investigation
of ultrastructural peculiarities of organs, transmission
microscopy is performed [24].

Acute inflammatory changes of placenta are char-
acterized by diffuse neutrophil infiltration in its vari-
ous areas. Such lesions are classified depending on the
infection process location: chorioamnionitis (CA), vil-
lusitis, funiculitis, and chorionic vasculitis (CV). CA
incidence depends on the gestational age. In case of
full-term pregnancy, it is detected in 3-5% of cases;
when premature delivery takes place on pregnancy
week 21—24, its incidence reaches 94%. There is a high
risk of CA development in case of premature delivery,
PRM with a prolonged period without amniotic fluid.

A morphological examination of premature new-
borns’ placentas discovered signs of an infection
process in 65.9% of cases, 5.1% of them were purulent
placentitis. Versatility of morphological changes, as a
rule, combined, is typical. Chronic and acute placental
insufficiency combined with inflammatory placental
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TUTA B COYETAHUU C PECHUPATOPHLIMU BUPYCAMU U
IIUTOMETAJIOBUPYCHOI nHpeKImeit [22].

HebamaronpusathbiM (hakTOPOM SIBJISIETCS Pa3BU-
tue ITH na done xponnyeckux sabosesamuii JIOP-
OpraHoB, nuesoHepUTa, IUCTUTA U Ay TOUMMYHHOTO
TUPEOU/INTA, & TAKIKe IeplieTuyeckoil MH(peKInuu, KaH-
JIIO3HOTO BYJIbBOBArMHUTA. TeueHune recTaliiOHHOTo
niporiecca Ha one [TH nnbeknmonnoro renesa ociox-
HSAETCS UCTMUKO-1I€PBUKAIBHON HEJOCTaTOUHOCTDIO,
MHOTOBO/IEM. AHAJT13 3a00JI€BAEMOCTH HOBOPOJK/IEH-
HBIX TI0Ka3aJl, YTO Y TAKUX MaTepeil poKIaIoTCs IETH C
BPO’K/IEHHON ITHEBMOHUEN U cericucoM [23].

[l Bepudukanuu BosOyauresteil nHOEKINOH-
HOTO ITpoIecca IPOBOUTCS KOMILTIEKCHOE MCCie/oBa-
HUE [JIATIEHTBI, BKIIOYaiolee 6akTepruoJIornieckue 1
GAKTEPUOCKOITMIECKIE, BUPYCOJOTHUECKUE UCCTIE0-
BaHUS, TUCTOXUMMYECKUE METOJUKH, /I U3Y4eHUS
YJIBTPACTPYKTYPHBIX 0COOEHHOCTE OPraHOB MIPOBO-
JIUTCST TPAHCMUCCUOHHAS MUKPOCKOTHS [24].

OcTpble BocHaynTe/IbHble U3MEHEHUS TIAIleHTbI
xapakrepusytorcs anddy3Hoi nnduasTpamein Heii-
Tpo(UIOB HA pa3HBIX ee yyacTKaX. ITU IOPAKeHUs
KJIACCU(PUIMPYIOTCS B 3aBUCUMOCTU OT JIOKAJIU3AIIUN
MH(PEKITMOHHOTO TIpollecca: XopuoaMHUOHUT (XA),
BUJLIIY3UT, DYHUKYJIUT U XOPUOHUYECKUI BACKYJIUT
(XB). Pacnpocrpanennoctb XA 3aBUCUT OT CpPOKa
recraiuu.  [Ipu  JOHOMIEHHONW 6GEPEMEHHOCTH OH
BBISIBJISIETCS B 3—5% CJIyYaeB, P HACTYIUIEHIN TIPEK-
IeBPEMEHHBIX pofoB B 21—24 Henenn GepeMeHHOCTH
YacToTa X oOHapysKeHust cocTaisteT 10 94%. Boico-
KUl pUCK pa3BuTus XA 1Ipu 1IpeskieBpeMeHHbIX PojiaX,
TN OB ¢ miuTebHbIM OE3BOIHBIM IIPOMEKYTKOM.

[Tpu MmopdosiornyeckoM nccie0BaHuy IIAeHT
HE/IOHOILIEHHBIX HOBOPOXKAEHHDIX ITPU3HAKN UH(EK-
IIMOHHOTO Tporiecca obHapyskensl B 65,9% cirydaes, us
HUX B 3,1% — IHOIHBII IIAleHTUT. XapaKTePHO pas-
HOOOpasue MophOJIOrNIeCKUX U3MEHEHHIT, KaK Ipa-
BUJIO, COYETAHHOTO Xapakrepa. Hanbosiee xapaktepHo
coyeTaHue XPOHUYECKOW M OCTPOHl IIaleHTapHON
HEIOCTATOYHOCTHU € BOCTIAJIUTEIbHBIMI U3MEHEHUSMU
B 1iatieHTe. Kpome Toro, BbIsiBjieHa JEKOMIIEHCUPO-
BaHHas IVIAlleHTapHask HeZIOCTaTOYHOCTD B COYETaHUU
C THOMHO-HEKPOTUYECKUM IIJIALEHTUTOM; OCTPBIM
THOMHBIM aMHUOHUTOM; IU(PY3HBIM aMHUOHUTOM,
[EePUBACKYJIUTOM; TUIIEPTPODUYECKUM BUILIY3UTOM,
THONHBIM Ga3aIbHBIM JACIUYUTOM, XOPHOAMHUOHH-
TOM. BbigBiieHHble BOCHAIUTENbHbIE U3MEHEHUS B
IJIAI[eHTe BbI3BIBAIOT HAPYIIEHUS [LJI0/I0BO-TLJIAIlCH-
TapHOTO KPOBOOOPAIIEHUST, UTO SIBJISIETCS] TPUUUHON
PasBUTHS OCTPOI MHTPAHATATIBHON U IIOCTHATAIBHOM
TUTIOKCUU Y HOBOPOsK/IeHHBIX [21].

Ocrperiit XA sBJsieTcs CBUETETHCTBOM UMMYH-
HOTO OTBETAa MATEPUHCKO#T OpPraHu3Ma Ha MUKPOOHYIO
uHBasuio, GyHuKyIuT u XB mpeacraBasior coboit
BOCHAJIMTENbHYIO peakiuio mioza. Pazsurue dynu-
Kkysauta u XB xapakrepusyercs MOBbIIIEHUEM KOH-
LEeHTpaluu B I1a3Me Kposu 1L -6, uto o0ycioBimBaeT
HayaJo npexkaeBpeMeHHbIX posoB. Kak rnpaBusio, npu-
YUHAMM 9TUX COCTOSIHUM ABJISETCA BHYTPUAMHHUOTH-

changes is most typical. Other findings included de-
compensated placental insufficiency combined with
purulent necrotic placentitis; acute purulent amnioni-
tis; diffuse amnionitis, perivasculitis; hypertrophic vil-
lusitis, purulent basal deciduitis, chorioamnionitis.
The inflammatory changes found in placenta cause fe-
toplacental blood circulation disturnaces, which is the
reason for development of acute intra-natal and post-
natal hypoxia in newborns [21].

Acute CA is an evidence of mother’s body im-
mune response to microbial invasion; funiculitis and
CV are the fetus’s inflammatory response. Funiculitis
and CV development is characterized by increased
blood plasma IL-6 resulting in premature delivery. The
reasons for these conditions are usually an intra-am-
niotic infection. However, scientific data have been
obtained that there is also a ‘sterile’ intra-amniotic in-
flammation occurring in the absence of obvious mi-
croorganisms by may be caused by so-called
‘danger-signals’. In a situation like that, chemokines
(IL-8, granulocyte chemotactic protein) create a gra-
dient promoting neutrophil migration from mother’s
or fetus’s blood flow to the placenta or umbilical cord.
Inflammatory ‘danger-signals’ released in the course
of cell stress or cell necrosis can also cause release of
chemokines from neutrophils [25, 26].

Genetic Predisposition to IUI. An intra-amni-
otic infection develops in patients with premature de-
livery and premature discharge of amniotic fluid [27,
28], isthmic-cervical insufficiency [29], placental pres-
entation [30], and clinical chorioamnionitis [31].
There is an opinion that PPROM is not a necessary
condition for bacterial infection of the amniotic cavity
— it has been experimentally proven that bacteria can
penetrate through undamaged membranes as well.
Intra-amniotic infection is difficult to diagnose be-
cause of its subclinical course without characteristic
features of an infection process [32]. However, an in-
dependent analysis of distribution of ESR1 gene alle-
les of polymorphism has revealed an association of
allele-397C and allele-351G with PPROM. For new-
borns, the association of two haplotypes is most sig-
nificant. Haplotype TA is more frequently found in
children with a normal course of delivery; haplotype
CG s associated with PPROM. Haplotype CG is con-
sidered a potential risk factor while haplotype TA is
regarded as a protective factor [33]. In this connec-
tion, it is necessary to have clinical suspicion, espe-
cially in high-risk patients as regards development of
an intra-amniotic infection.

Mother’s and Newborn’s Microbiological Pro-
file. Microorganisms most frequently found in the am-
niotic cavity are genital mycoplasmosis [34], in
particular, Ureaplasma urealyticum and Ureaplasma
paroum [35, 36], Gardnerella vaginalis [31, 33, 36], Fu-
sobacteria species |35, 37, 38|, Candida albicans, espe-
cially in patients who used intrauterine contraceptives
during the pre-conceptional period [39]. Polymicro-
bial invation in the amniotic cavity is present in 30%
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yeckasg nHbekiusa. OIHAKO, 0JTydeHbl HAyYHbIE JaH-
HBIE, YTO €CTh 1 «CTEPUIIbHOE> BHYTPUAMHUOTHYECKOE
BOCIIaJIeHUE, KOTOPOE IIPOMCXOAUT B OTCYTCTBUE
BUIUMBIX MUKPOOPTAHU3MOB, HO MOJKET ObITh BbI3Ba-
HO TaK HA3bIBAEMBIMU, «CUTHAJIAMH OIIACHOCTU». B
nojo6Hoi curyaru xemokunbl (IL-8, rpanysnonm-
TapHbBII XeMOTAKCUYECKII OEJIOK) CO3/IAI0T IPAJIMEHT,
COCOGCTBYIONMI MUTPAIIUU HEWTPODUIOB U3 MaTe-
PHUHCKOTO HJIU IIJI0IOBOTO KPOBOTOKA B TIAIIEHTY UJIU
HYyIOBUHY. BocnamuresbHble «CUTHAJIBI OTIACHOCTHY,
BBICBOOOK/IAEMbIE B XOJIE KJIETOYHOTO CTPecca MUK
HEKPO3a KJIETOK, TAKKe MOTYT BBI3bIBATH BHICBOOOIK-
JIeHIe XeMOKHUHOB 13 HelTpoduios [25, 26].

ITenetnueckas npeapacnosno:xkennoctb kK BYU.
WNurpaamunorndeckas WHOEKIMS Pa3BUBAETCS Y
HAIMEHTOB C TIPEXKIeBPEMEHHBIMI POJIAMU U ITPEK/Ie-
BPEMEHHBIM M3JIUTHEM OKOJIOILJIONHBIX BOJL [27, 28],
MCTMUKO-IIEPBUKAJIBHON HEJOCTAaTOUYHOCThIO [29],
npeaiexanueMm rianieHTel [30] w KIMHUYECKUM
xopuoamanonutom [31]. CyrmiecTByeT MHeHME, YTO
ITPTIO He siBisieTcst HEOOXOAMMBIM YCJIOBUEM [IJIs1
GaKTeprUaIbHOTO UH(MUITMPOBAHKS AMHUOTHYECKOIT
MOJIOCTH, B 9KCIIEPUMEHTE JIOKA3aHO, YTO GAKTepUH
MOTYT IPOHUKATH ¥ Yepe3 HelOBPesKAeHHbIE MeMOpa-
HbI. TPYAHOCTD IMATHOCTUKHU 3aKJTI0YAETCsT B CyOKIIHU-
HUYECKOM TeYeHUU NHTPAAMHUOTIYECKOH nHpeKIuu,
6e3 xapaKTepHbIX PU3HAKOB HWH(PEKITMOHHOTO TIPO-
necca [32]. Opnako, Tpu HE3ABUCUMOM aHAJIM3€e Pac-
npezenenus ajieseit noaumopduama rena ESR1 y
HOBOPOXK/IEHHBIX BBISABJIEHA ACCOIMAIMS AJJIeNs -
397C n ajnenst -351G ¢ [TPITO. /115t HOBOPOKIEHHBIX
HanboJsiee 3HAYMMA ACCOIMAIUA [IBYX TallJIOTUIIOB.
Tannorun TA 4arie o6HApyKUBAIOT y JeTell ¢ HOP-
MaJIbHBIM Te4eHreM po/oB, rariorunt CG acconnuupo-
Ban c¢ [IPITO. Tammorun CG paccmaTpuBaioT Kak
MOTEHIIMATbHBIN (hakTOp pucka, a rarmmorun TA —
nporexTuBHbINA dakTop [33]. B ¢Bssu ¢ uem, HeoOXo0-
MO MIMEeTh KJINHUYECKYIO HACTOPOXKEHHOCTbh, 0CO-
GEHHO y TAIMEHTOK U3 TPYIIIBI BBICOKOTO PUCKA TI0
Pa3BUTHUIO UHTPAAMHUOTUYECKOH NHpEKINN.

MuKpoOHOIOrHYeCKHii CIEKTP MaTePU 1 HOBO-
poskaennoro. HanboJiee yacTbiMu MUKPOOpPTraHU3Ma-
MU, OOGHAPYKEHHBIMU B AMHUOTHYECKOI MOJOCTH,
SIBJISIIOTCS TEHUTAJIbHBIN MUKOILIA3MO3 [34], B yacT-
nocru, Ureaplasma urealyticum v Ureaplasma paroum
[35, 36], Gardnerella vaginalis [31, 32, 36], Bumb
Fusobacteria |35, 37, 38|, Candida albicans, ocoberno
y MaIUeHTOK, KOTOPbIe B MIPEArPABUIAPHOM II€PHO/IE
M0JIb30BAJIIICh BHYTPUMATOYHBIMU KOHTPAIETI THBAMM
[39]. [MToauMukpoOHAsA MHBA3KA B aMHUOTHYECKOIL
MOJIOCTU TIPUCYTCTBYeT npumepho B 30% ciyvaes
[38]. IIpu MUKpPOOHOIOrMYECKOiT MCCIEJOBAHUH T1J1a-
HeHThl oOHapyskusaiorcst Escherichia coli, Prevotella
tannerae, Bacteriodes species, Fusobacterium species n
Neisseria lactamica |30, 40]. ITpu poskaenun U3 ocra-
TOYHOI IIyNMOBUHHOI KPOBU HOBOPOKIEHHOTO BBIJIE-
nsorest Enterococcus, Streptococcus, Staphylococcus n
Propionibacterium, 4To yKa3bIBaeT Ha reMaTOTeHHbBII
myTh uHGUIMPOBaHUs 1aoa [41].

of cases approximately [38]. A microbiological exam-
ination of placenta finds Escherichia coli, Prevotella
tannerae, Bacteriodes species, Fusobacterium species,
and Neisseria lactamica [30, 40]. Upon birth, Entero-
coccus, Streptococcus, Staphylococcus n Propionibac-
terium are isolated from the newborn’s residual
umbilical cord blood, which indicates the hematogenic
path of fetus infection [41].

Of scientific and practical interest is the popula-
tion of preterm infants with negative tracheobronchial
swab test results since high incidence of various in-
flammatory changes in placentas and absence of infant
contamination were found. In treating preterm in-
fants, it is important to perform differential diagnos-
tics for congenital pneumonia and respiratory distress
syndrome (NRDS), a comprehensive examination in-
cluding a bacteriological examination of the tracheo-
bronchial tree, morphological examination of placenta
to detect an infection process early. In spite of prema-
ture birth, the bacteriological examination of swabs
from tracheobronchial trees produced negative results
in 61.8% of cases; in total in 6.4% of infants Enterococ-
cus faecalis was isolated, in 8.3% of cases — Staphylo-
coccus  epidermidis,  Staphylococcus  aureus,
Staphylococcus haemolyticus, Staphylococcus capitis,
A-group hemolytic streptococci, Enterobacter agglom-
erans, Bacillus spp., Escherichia coli, Acinetobacter spp.,
Serratia marcescens. Other microorganisms and micro-
bial association are encountered in 8.9% of cases [30].

Negative bacteriological swabs from the tracheo-
bronchial tree of a premature infant evidence that in
spite of existence of risk factors for IUI realization,
fetus contamination and development of intrauterine
pneumonia did not occur. The study has shown that
regardless the etiological factor, the decidual mem-
brane of placenta is most frequently involved in the
process. When E. faecalis and S. epidermidis were iso-
lated in infants, the incidence of basal deciduitis
reached 60% of observations. In case of negative cul-
tures in newborns, deciduitis is the main morphologi-
cal form. Inflammatory changes in different placental
structures were discovered in a half of subjects. Puru-
lent chorioamnionitis combined with hypertrophic
villusitis is typical for placentas of infants, in whom S.
epidermidis was isolated. Purulent chorioamnionitis,
perivasculitis, funiculitis were found in placentas of
newborns with negative swabs from the tracheo-
bronchial tree, which evidences an acute inflammatory
process in the placenta [30].

Current Specifics of the Course of Congenital
Pneumonias including in Severely Premature New-
borns. Pneumonia is a topical infant disease and has
its classification specifics. In the neonatal period, a dis-
tinction is made between intrauterine and postnatal
including nosocomial pneumonias. According to the
International Classification of Diseases, 10 Edition,
congenital pneumonia is considered in terms of the eti-
ological factor (P23-23.9). According to different
data, the disease incidence varies between 0.35 to
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HayuHno-nipakTuyeckuii MHTEpeC MpeaCTaBIseT
IPyYIINa HeJOHOMIEHHBIX HOBOPOXKIEHHBIX C OTPHUILA-
TEJBHBIMU TOCEBAMU U3 TPaXe0OPOHXUATBHOTO Jiepe-
Ba, T. K. BbISIBJIEHA BBICOKAS YACTOTA PABJIUYHBIX BOC-
HAJTUTENTbHBIX UBMEHEHUN B IIJIAIIEHTAX U OTCYTCTBUE
KOHTAMWHAIIMKM HOBOpOXKAeHHoro. [lpu sevenun
HEJIOHOIIIEHHBIX HOBOPOK/IEHHBIX BA)KHO IIPOBE/IEHNE
mubdepeHuaTbHON  AMATHOCTUKYA — BPOKIEHHOI
MHEBMOHUU U PECIIUPATOPHOIO JUCTPECC-CUHIPOMA
(PACH), KoMILIeKcHOro 00caeq0BaHusl, BKIIOYAI0-
1iee 6aKTEpPUOJIOTNYECKOE UCCIEIOBAHKE TPAXeOOPOH-
XHaJIbHOTO JIepeBa, MpoBejieHre MoOphOIOruIecKoro
UCCJIEIOBAHNS TIJIAIIEHTBI, C T1€JIbI0 PAHHETO BbISIBJIE-
HUsT nHGEKIMOHHOTO TIpoiiecca. HecMoTpst Ha mpex-
JEBPEMEHHbBIE POJIBI, GAKTEPUOTIOTHYECKOE MCCIE0-
BaHUe MOCEBOB TPaxeoOPOHXUATBHOTO Jiepesa B 61,8%
CJIy4aeB /IaJl0 OTPUIIATEJbHbIE PE3YJIBTATHI, BCETO Y
6,4% nereit Boigenen Enterococcus faecalis, B 8,3%
ciygaes — Staphylococcus epidermidis, Staphylococcus
aureus, Staphylococcus haemolyticus, Staphylococcus
capitis, TeMOJIUTUYECKUN CTPENTOKOKK TPYIIIBL A,
Enterobacter agglomerans, Bacillus spp., Escherichia
coli, Acinetobacter spp., Serratia marcescens. J[Ipyrue
MUKPOOPTAHU3MBI 1 MUKPOOHAST aCCOIMAINS BCTPe-
yaiotcs B 8,9% caryyaes [30].

Orpuraresbhbie HaKTEPUOJOTHUECKIE TOCEBHI
U3 TPaxeoOPOHXUAIBLHOTO JI€PEeBA HEIOHONIEHHOTO
pebeHKa CBUIETENBCTBYET O TOM, YTO, HECMOTPS Ha
Hasmure HakTopoB pucka 1o peanusanuu BYU, ne
MPOM3OIILIO0 KOHTAMUHAIIMHY TIJIO/IA U PA3BUTHS BHYT-
puyTpobHOil mHeBMoHUU. VcciemoBanme MOKa3ao,
YTO HE3aBUCUMO OT ATHOJIOTNYeCKOTo (hakTopa, Hau-
GoJiee 4acTo B MPOIIECC BOBJIEKAECTCS JAEIUIyaTbHast
060s104Ka rutanenTsl. [Ipu BbIieJIeHIN Y HOBOPOSK/ICH-
ubix E. faecalis u S. epidermidis yactora BbISIBIEHM
6azanbHOTO JenuayuTa gocturaia 60% Habmo e i,
[Ipu oTpuiaTeNbHBIX TTOCEBAX Yy HOBOPOKIEHHBIX
HNEUIYUT SIBJISIETCSI OCHOBHOI MOP(OJIOTHYecKoit
copmoii. BocrianuTesbible n3MeHEHNs B PA3JIHYHBIX
CTPYKTYPaX IJIAICHTbI BBISIBJICHBI Y MOJOBUHBI 0OCTIE-
JOBaHHbBIX. [HOWMHBIIT XOPUOAMHUOHUT B COYETAHUH C
runepTpopUIecKuM BUJLIY3UTOM XapaKTePeH s
IJTAIEHT HOBOPOXK/IEHHBIX, Y KOTOPBIX BbIZIETIEH S. epi-
dermidis. THOIHBII XOPMOAMHUOHNT, IIEPUBACKYJINT,
(OYHUKYJIUT BBISIBJIEHBI B IJIAI[EHTaX HOBOPOKIEHHBIX
C OTPUIATEJBHBIMY TOCEBAMU U3 TPAXEOOPOHXUAIb-
HOTO JIEPEBA, YTO CBUIETEIBCTBYET 06 OCTPOM BOCTIA-
JINTEJIbHOM TIpotiecce B 1iarente [30].

CoBpeMeHHbIe 0COOEHHOCTH TEUEHHS BPOK/IEH-
HbIX THEBMOHHIA, B TOM YHCJIE Y ITyOOKOHEIOHOIIEH-
HBIX HOBOPO:K/I€HHBIX. [ [HEBMOHIIS SIBJISIETCST AKTyaIb-
HBIM 3200JIEBAHUEM Y HOBOPOJKIEHHBIX 1 UMEET CBOU
ocobeHHocTH  Kiaaccudpukanu. B HeoHaTambHOM
[EPUOJIE BBIJIEAIOT BHYTPUYTPOOHBIE U TIOCTHATAIb-
Hble, B TOM 4YHCJie, 1 HO30KOMUAJIbHbIE THEBMOHUU.
CorsacHo MeskayHapoaHoi Kiaccudukamy 6oJe3Heit
X — ro 1IepecMoTpa, BPOKIeHHAsT THEBMOHIS PACCMAT-
PHUBAEeTCs B TOYKU 3PEHUST ATHOJIOTIYECKOTO (haKTopa
(P23-23.9). Yacrora passurtus 3a00/1eBaHUA KOJI€0IET-

50%o [42, 43]. The etiology of intrauterine pneumo-
nias differs from other age periods. The most frequent
reason for intrauterine pneumonia is E. coli, Strepto-
coccus agalactiae, Listeria monocytogenes, Candida
spp. [44]. Recently, in connection with use of new
technologies including different respiratory therapies,
early use of antibacterial drugs, the clinical picture of
the disease has changed necessitating finding new
early diagnostic criteria [45, 46]. The initial signs of
pneumonia and sepsis in newborns are similar. At the
foreground, there are respiratory insufficiency signs
that can be accompanied with unstable temperature.
Chest x-ray is not always insightful especially during
the first hours of illness. Either it fails to identify dis-
ease signs or such signs are non-specific: heterogeneity
of lungs combined with air bronchogram [47]. Such
inflammation signs as C-reactive protein (CRP) and
leukocyte count are non-reliable in diagnosing an in-
fection in newborns and their normal figures should
be interpreted according to the clinical picture espe-
cially in preterm babies [14, 47]. A typical manifesta-
tion of congenital infection inflammations in ELBW
and VLBW babies during the first 72 postnatal hours
is fast forming multiple organ failure accompanied
with severe metabolic disorders. Inflammatory
changes in the clinical blood count are not sufficiently
sensitive and specific in such babies to verify the con-
genital infection diagnosis. The neutrophil index
measured during the first 24 hours of life has moderate
specificity but low sensitivity. Increase in one of bio-
chemical markers for inflammation (CRP or procalci-
tonin (PCT)) in the absence of other clinical
laboratory signs of IUI cannot be used as a reliable
sign of a congenital infection in ELBW and VLBW
babies during the first 72 hours of life [48]. Additional
mother’s anamnesis data, a morphological examina-
tion of the placenta, thrombocytopenia, he-
patosplenomegaly may serve as additional criteria for
the initial stage of an infection process [49—55].
Severely preterm newborns often require differ-
ential diagnostics of NRDS and congenital pneumo-
nia. To this end, one can use a diagnostic test with
endogenous microbial peptide cathelicidin CC LL37,
which is contained in neutrophil granules and is iso-
lated from epithelial cells of lungs [56]. Differential di-
agnostics is based on CC assay of B pharyngeal
aspirates and peripheral venous blood of newborns.
Analysis has shown that CC LL37 level is significantly
higher in congenital pneumonia babies than in NRDS
babies. It is related to local immunity activation in re-
sponse to infection and intensified production of en-
dogenous microbial peptide. A dependence has been
established between CC content in pharyngeal aspi-
rate and disease outcome. Newborns who died from
congenital pneumonia had a reliably lower content of
the subject peptide than survived babies [56].
Increased S1008 protein in blood serum of new-
borns is a marker of central nervous system (CNS)
damage of different etiology including that of an in-
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cano pasubiM ganibiM ot 0,35 10 50%e. [42, 43]. d1ro-
JIOTHSI BHYTPUYTPOOHBIX MHEBMOHUHA OTJIUYAETCS OT
APYTHX BO3PACTHBIX TieproioB. Hanbosee yacto mnpu-
YUHON BHYTPUYTPOOHOI THeBMOHNY siBJistioTest E. coll,
Streptococcus agalactiae, Listeria monocytogenes, rpu0bl
pona Candida spp. [44]. B mociensue ropl, B CBI3U C
pUMeHeHNeM HOBBIX TEXHOJIOTHIL, B TOM YUCJIe U Pa3-
JINYHBIX METOJIOB PECIIMPATOPHON Teparuu, PAHHero
[PUMEHEH VST aHTHOAKTEPUAIBHBIX PENAPATOB, KIINHHU-
yecKast KapThHa 3a00JIEBAHNS M3MEHNIIACH, 4TO TPEOyeT
MOMCKA HOBbIX PAHHUX KPUTEPHEB IUATHOCTUKU |45,
46]. HauanbHble npusHaky MHEBMOHUU U CEIICUCA Y
HOBOPOXK/IEHHBIX cXO/HbI. Ha 1iepBoM 11ane mpucyT-
CTBYIOT IPU3HAKK [IBIXaTEJbHOI HEIO0CTATOYHOCTH,
KOTOPbIE MOTYT COIPOBOXKIATHCSA HECTAGUIBHOCTBHIO
TemIepaTypbl. PeHTreHorpaMMa OpraHoB T'DYIHOI
KJIETKU He Beera nHhopMaTiBHa, 0COOEHHO BIIEPBbIE
vacel 3aboseBanusi. Ha Hell Wi He BBISBJISIIOTCS TIPH-
3HAKK 3a00JI€BAHNST, WU OHU He CTIeNU(BITIHBL: HEO[HO-
POIHOCTD JIETKUX B COYETAHUM BO3JYITHOW GPOHXO-
rpamMmMoil [47]. Mapkepbl BocnajieHusi, Takue Kak
C-peaxrusnbiii 6esok (CPB) u komuecTBo Jeiikonu-
TOB, HEHA/IEKHBI B INArHOCTUKE MHMEKIIH Y HOBOPOK-
JIEHHBIX, 2 UX HOPMaJIbHbIe TIOKA3aTeJIH JJOJIKHbI MHTEP-
IPETHPOBATBCS B COOTBETCTBUU C KJIMHUYECKOI
KapTHHOI, 0COGEHHO Y HeJOHOLIEHHBIX feTeli [14, 47].
XapakTepHbIM TIPOSIBIEHIEM BPOXKIEHHBIX WH(DEK-
[IMOHHO-BOCTIAJINTEJILHBIX  3a00JeBaHUIl Y JeTell ¢
OHMT u OHMT B nepBble 72 uaca 1mocTHaTaJIbHON
JKUSHU SIBJISIETCST GBICTPO (hOPMUPYIOTIASICS TTIOTHOPTaH-
Hasl HEJIOCTATOYHOCTb, COITPOBOKAIONIASICST BBIPAKEH-
HBIMHU paccTpoiicTBaMu Metabosnama. Bocnanurenn-
Hble U3MEHEHUs] B KJIMHUYECKOM aHAJK3e KPOBU He
UMEIOT Y HUX JI0CTATOYHON YYBCTBUTEIBHOCTH U CIIEI[H-
cuyrOCTH 17151 BepudUKAIMY AUArHO3a BPOXKIEHHOI
nndeknun. HeitrpodnibHblil MHIEKC, I3BMEPEHHBIN B
nepBbie 24 yaca jKU3HU, 0OJIalaeT YMEPEHHOI crielu-
(OUYHOCTBIO, HO MMEET HU3KYIO YyBCTBUTEJHHOCTb.
[ToBbIIeHME OHOTO U3 GHOXUMITIECKIX MAPKEPOB BOC-
nanenusi (CPB wimm npokasnbiuronun (IIKT)) npu
OTCYTCTBUY JPYTUX KIUHUKO-TaGOPATOPHBIX MPU3HA-
koB BY U, He MOTYT OBITh MCIIOJIB30BAHBI B KAUeCTBE
JOCTOBEPHOTO IPU3HAKA BPOXKAECHHON MHQEKINHN y
nereit ¢ OHMT u OHMT B nepBbie 72 yaca sku3Hu
[48]. HomonnuresnpHble aHAMHECTUYECKHUE JIAHHbBIE
Marepu, MOP(OJIOrHUeCKOe UCCIeIOBAHIE TLTAIIEHTHI,
TPOMOOIUTOTIEHHST, TEMATOCIIEHOMET kst MOTYT ObITh
NOTOTHAIONIMMU  KPUTEPIAME HAYaJIbHOIN CTagun
nHGEKIIMOHHOTO rpotecca [49—55].

Y riybOKOHEOHOMIEHHBIX  HOBOPOKIEHHBIX
Y4aCTO BOSHUKAET HEOOXOANMOCTb A hepeHIManbHO
muarnoctukn P[ICH u Bpoxznennoit mHeBMoHun. C
9TOI1 1eJIbI0 BO3MOKHO UCIIOJIB30BAHIE IUATHOCTUYE-
CKOTO TeCTa C SHAOTEHHBIM MHUKPOOHBIM TIETTHIOM
katesmruanHom KIT LL37, koTopsrit conep:kutcs B
rpaHyJIax HelTPOhUIIOB U BbIIEIEH U3 U TETNATBHBIX
KJIeTOK Jierkux [56]. /Iuddepentmanbhas tuarnoctu-
Ka ocHOBaHa Ha aHaynu3 cojepskannie KII B papunre-
AJBHBIX ACIHpATax U Mepu(epudecKoil BEHO3HOI

fection nature. Dynamic S1008 protein and PCT
counts are useful since in newborns having a severe in-
fection process their change reflects the efficacy of un-
dertaken antibacterial therapy and where there is a
perinatal damage of CNS, S1008 is informative to fore-
cast the disease prognosis earlier than the instrumen-
tal examination findings [57].

Congenital Infections and Sepsis. Early devel-
opment of sepsis remains a common and serious prob-
lem for newborns, especially preterm babies. The main
agents for sepsis in newborns are: group B Streptococci
(GBS), E. coli, including ampicillin-resistant, Viridans
group streptococci, S. aureus, Haemophilus influenza,
etc. GBS is the most common etiological factor caus-
ing development of sepsis in newborns while an infec-
tion caused by E. coli is the most often cause of fatality.
The neonatal sepsis diagnosis is based on the combi-
nation of clinical pattern of the disease and laboratory
criteria: CRP and PCT; isolation of the agent from
newborn’s blood; molecular methods including poly-
merase chain reaction [14].

Sepsis results from infection generalization; it
stimulates the inflammatory response of the newborn’s
body that releases a wide range of inflammatory me-
diators. Cytokines are powerful inflammatory media-
tors, their serum levels rise during an infection disease.
Though pro-inflammatory and counter-inflammatory
cytokines were identified as probable markers of a
neonatal infection, characterization of an inflamma-
tory response during sepsis requires a comprehensive
assessment of their production. Cytokines including
IL-6, IL-8, TNF-a gamma-interferon (IFN-y), and
CD64, are more and more often studied for the pur-
pose of their use as tests for neonatal sepsis diagnos-
tics. Assay of inflammatory mediators offers new
opportunities for neonatal sepsis diagnosis allowing
early treatment and, consequently, increasing new-
born survivability [58, 59].

Early diagnosis of a congenital infection in in-
fants requires immediate therapy. The American Col-
lege of Obstetricians and Gynecologists, American
Academy of Pediatrics, American College of Nurse-
Midwives, American Academy of Family Physicians,
and the American Society for Microbiology have re-
vise the principles of managing infants with suspected
IUT and, according to the revised guidelines of 2010,
any child developing disease symptoms requires full
diagnostic appraisal including blood and liquor bacte-
riological cultures, commencement of an antibacterial
therapy [60, 61]. If the mother has a suspected
chorioamnionitis while the baby has no signs or symp-
toms of the disease, an antibacterial therapy must be
prescribed within 48 hours [60, 61]. Newborns from
the infection risk group, who have no clinical manifes-
tations of the disease, must be clinically evaluated and
monitored during 48 hours. If there are no manifesta-
tions of the disease, antibiotics are not required. Fol-
lowing these recommendations will decrease
pneumonia morbidity of newborns, allow early diag-
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KPOBU HOBOPOJK/IEHHBIX. AHAJIN3 TIOKA3aJI, YTO YPOBEHb
KIT L1L37 3#aunMo BblIliIe MPU BPOKIEHHON THEBMO-
Huu, ueM y nereii ¢ PJICH. 9to cBsa3ano ¢ aktuBaimeii
MECTHOTO UMMYHUTETA B OTBET HA MHQEKIINIO U YCU-
JIEHHOU TIPOAYKIIMEl SHAOTeHHOTO MUKPOOHOTO IIeIITH-
Ja. YcranosiieHa 3aBUCUMOCTh cojepskanust KII B
(bapuHTeasbHOM acIypare U KCX0A0M 3aboJieBatust. Y
HOBOPO>K/IEHHBIX, YMEPIINX OT BPOKIEHHOM TTHEBMO-
HIIU, COZEePKaHIe UCCIeLyeMOro IenTuaa ObLIo 10CTO-
BEPHO HUJKE, UeM Y BBIKHUBINUX JleTeil [56].

[TosbimenHbiil yposenb 6eika S1008 B cbiBOpPOT-
Ke KPOBU HOBOPOIKIEHHBIX JIETE SIBJISIETCSI MAPKEPOM
TOBPEXKIECHUS TICHTPATbHOW HEPBHOW CHUCTEMBI
(ITHC) pasanvHO# 9TUOJIOTHH, B TOM YUCTE 1 TH(pEK-
IUOHHO# Tpuposl. [lerecoobpasHo 0HOBPEMEHHOE
onpenenerne 6eaka S1008 u PCT B guHaMuKe, Tak
KaK Y HOBOPOJK/IEHHBIX C TSKEJIbIM MHMEKITMOHHBIM
MIPOIIECCOM UX M3MeHeHue oTpaxkaeT 3(PHeKTUBHOCTD
IPOBOAMMOI aHTHOAKTEPUANbHON Tepaluu, a IIpu
Hasuyuu nepunaraabHoro nopakenus [THC S10043
saBJsieTcst UHGOPMATUBHBIM JIJIsT OTIEHKW TTPOTHO3a
TeyeHwst 3a00J1eBaHs, OllePeKas Pe3yJITaThl HHCTPY-
MEHTAJIbHBIX UCC/Ie0BaHU. [57].

Bpo:xkaennbie undexnun u cencuc. Panbee
HAYaJo Cercuca OCTaeTcsl pPaclpoCTPaHEHHON U cepb-
e3HOU 1PObJIEMOI JIJIsI HOBOPOJKIEHHBIX, 0COOEHHO
HeJOHOIIEeHHBIX JeTeil. OCHOBHBIE BO3OYAUTENN Cell-
cuca y HOBOPOsK/JIeHHBIX: group B Streptococci (GBS),
E. coli, B ToM unciie amnuiuinaycroiiunsas, Viridans
group streptococci, S. aureus, Haemophilus influenzae
u apyrue. GBS asisgercsa Hanboiee pacipocTpaHeH-
HBIM 3THOJIOTUYECKUM (DAaKTOPOM, BBI3BIBAIOIIIUM pPa3-
BUTHE CETICUCA Y HOBOPOSK/IEHHBIX, TOT/IA KaK MH(]EK-
nus, BbisBaHHasa E. coli, aBiserca Hanbosee
pacnpocTpaHeHHON TPUYUHOI JieTaibHOCTH. /[naranos
HEOHATAIBHOTO CETICca OCHOBAH HA COYETAHWH KJIU-
HUYECKOU KapTHHbI 3a60JeBaHus U J1ab0PaTOPHBIX
kpurepues: CPB u ITKT, BoizesieHre Bo3OyaAUTe s U3
KPOBU HOBOPOXKIEHHOTO; MOJIEKYJISIDHBIX METOJIOB,
BKJIIOYAST TIOJIMMEPA3HYIO MeMHyT0 peakiuio [14].

Cericuc siBJIsIeTCS Pe3yIbTaTOM TeHePaTN3alni
MHGEKINN, CTUMYJIUPYET BOCHAJUTETbHBI OTBET
OpraHuaMa HOBOPOJKAEHHOIO C BbICBOOOMKIEHIEM
ITMPOKOTO CIIEKTPA BOCIATUTEIbHBIX MEINATOPOB.
U TOKMHBI SABISIOTCS MOIIHBIMU BOCIAINTEIbHBIMU
MeIMaTopaMu, U UX YPOBHU B CHIBOPOTKE yBEJIUUN-
BAIOTCSI BO BpeMsl TeueHUs NHBEKIMOHHOTo 3a001e-
BaHMsA. XOTSI ITPOBOCIIATUTEbHBIE U TTPOTUBOBOCIIA-
JIUTEJIbHBIE IIUTOKUHBI OBLIM MAECHTU(MUIIMPOBAHBI
KaK BepOsITHbIE MapKePbl HEOHATAJIbHON MH(MEKIINH,
JUISE TOTO YTOOBI 0XapPaKTEPU30BATh BOCHAIUTEIbHbIN
OTBET BO BpPEMs Cellckca, HeOOXOAUMO IIPOBOANUTH
KOMIIJIEKCHYTO OTIeHKY WX TPOAYyKIuu. [[uToKuHbI,
Bkmiovas IL-6, IL-8, TNF-a ramma-wunTepdepon
(IFN-y), u CD64, Bce yaiiie u3yvyaioTcs [t UCIIOJb-
30BaHUS B KAYECTBE TECTOB JIJIS IMATHOCTUKYA HEOHa-
TaJIbHOTO cericuca. KosnmyecTBeHHOE OIpejiesieHre
BOCTIAJINTEJbHBIX MEINATOPOB JIa€T HOBbIE BO3MOKHO-
CTU JIJIST IMATHOCTUKU HEOHATAJbHOTO CeTcuca, 4To

nosis and treatment that might prevent such life-
threatening complications as per persistent pulmonary
hypertension or death [62, 63].

Intrauterine Infection Management. For a
newborn suffering from early pneumonia or sepsis, an-
tibacterial therapy, usually of a combined nature, re-
mains the main method of treatment. For many
decades, the starting method is a combination of ampi-
cillin and aminoglycoside (gentamicin) [2, 8, 9, 59]. In
case of neonatal sepsis and pneumonia caused by K.
pneumoniae and L. monocytogenes, prescribing ampi-
cillin plus gentamicin is most rational and leads to pa-
tients’ recovery. In case of infection caused by S.
agalactiae, the most effective management is to pre-
scribe 3 antibiotics: ampicillin, gentamicin, and ce-
fepime. An infection process caused by S. aureus
including coagulase-negative staphylococci also re-
quires prescription of ampicillin combined with gen-
tamicin, cefepime, or ceftriaxone [64]. Infants
hospitalized to a neonatal intensive care unit after
postnatal day 4 vancomycin therapy because the dis-
ease might have been caused by methicillin-resistant
S. aureus and S. epidermidis.

Infants with a ‘home’ pneumonia develop infec-
tions caused by respiratory viruses, gram-positive bac-
teria (streptococcal species and S. aureus) and
gram-positive microorganisms (Klebsiella, Proteus,
Pseudomonas aeruginosa, Serratia marcescens, and E.
coli). Pneumonia caused by Chlamydia trachomatis
happens, as a rule, during the postnatal period, at the
age of 4—12 weeks. Chlamydia pneumonia manage-
ment requires first-line macrolide therapy [44].

Intravenous administration of immunoglobulins
might be an attractive strategy for neonatal sepsis, es-
pecially in preterm and newborn babies. Administra-
tion of immunoglobulins may improve opsonization,
complement activity, antibody-dependent cytotoxic-
ity and chemoluminescence of neutrophils [65]. In
2010, Cochrane meta-analysis demonstrated that ad-
ministration of immunoglobulins significantly re-
duced mortality of newborns with a suspected or
proven infection [66].

Regardless of the etiological factor of pneumonia
or sepsis, newborns require a comprehensive treat-
ment in addition to an antibacterial therapy. Many pa-
tients need not only prescription of oxygen, but
non-invasive ventilation of lungs too, including that
with positive end-expiratory pressure (PEEP),
through nasal cannulas, or artificial lung ventilation.
The choice of its mode and parameters is based on the
disease clinical pattern and hypoxia severity [67, 68].
Other assisted measures include an infusion therapy,
parenteral nutrition, vasopressor support.

Chorioamnionitis and funiculitis are triggering
factors of IUI development in preterm newborns;
however, in this instance, the incidence of NRDS de-
velopment diminishes considerably. Presence of an in-
flammation in the placenta, sepsis of mycotic etiology
render a protective effect for the development of bron-
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M03BOJIIET PaHHEee JiedYeHue U, KaK CJe/ICTBUE, yBe-
JINYMBAET BbIKMBAEMOCTb HOBOPOKIEHHBIX 98, 59].

Panusia fuarnoctrka BpoKIeHHOM nHMeKIN y
HOBOPOXKIEHHOTO TPeOYET He3aMe/ITTUTEIHHOTO Jiede-
HUsL. AMEPUKAHCKIM KOJIJIE[[)KEM aKyIlIePOB U THHE-
KOJIOTOB, AMEPHUKAHCKOIl aKajeMueil IeanaTpuu,
AMEPUKAHCKUM KOJUIEIKEM Me/ICEeCTEP-aKYIIepPOK,
AmepukaHcKoil akajieMueli ceMeliHbIX Bpaueil 1 Ame-
PUKAHCKIM 00LIECTBOM MUKPOOMOIOruU ObLIN Iepe-
CMOTPEHbI MPUHITUIIBI JIeYeHUs] HOBOPOKIEHHBIX C
nozospenneM Ha BY MU, 1, corsacHo 0OHOBJIEHHBIM
pexomenganusam 2010 roza, 11060ii peGeHOK, Y KOTO-
POTO Pa3BUBAIOTCSA CUMIITOMBI H0JIE3HH, TpeByeT MmoJi-
HOI1 INArHOCTUYECKOTT OI[EHKH, BKJII0Yas GaKTePHOJIO-
ruyecKkue TI0CeBbl KPOBU U JIMKBOPA, Havyasa
anTubakTepuanbHoii tepamuu [60, 61]. Ecau y marepu
[0/I03PEBAETCS] XOPUOAMHUOHUT, HO Y HOBOPOK/IEH-
HOTO HET MPU3HAKOB MJIM CUMIITOMOB 3a60JIeBaHus,
HEO0OXOIMMO HazHavYeHKe aHTHOAKTEPUATbHON Tepa-
nuu B Teuenue 48-u yacos [60, 61]. HoBoposxknenunie
U3 TPy MHMDEKITMOHHOTO PUCKA, 63 KINHIIECKIX
pOSIBJIEHUN OOJIE3HU, HYKAAIOTCS KJIMHUYECKON
olleHKe 1 HabmoaeHun B Teyenue 48-u yacos. Eciu
HET MPOSBJICHUI O0JIe3HN, HasHAYEHNE AHTHOUOTUKOB
He tpebyercs. CobiiojeHne aTUX PEKOMEHIAIHiT
YMEHbIIUT 3a601€BaEMOCTH HOBOPOIKIECHHBIX THEBMO-
HUel, TT03BOJIUT IIPOBECTU PAHHIOID IMATHOCTUKY U
JleueHne, KOTOPble MOTYT IIPEAOTBPATUTH OIMACHBIE
IS SKU3HU OCJIO’KHEHUST, TAKUE KaK epCUCTUPYIONIast
JIETOUHAs TUTIEPTEH3US NJIu cMepTh [62, 63].

Jleuenne BHYTPUYTPOGHDBIX MHGMEKIMIA. Y HOBO-
POKIEHHOTO € PaHHEell ITHEBMOHUEN WM CENCHCOM
OCHOBHBIM METOJIOM JIEUEHUS OCTAETCS AaHTUOAKTEPHU-
AJTbHAS TEPAINS, KaK [IPABUJIO, COUETAHHOTO XapaKTe-
pa. B Teyenne MHOTHX IeCTUIIETUIT CTAPTOBBIM METO-
JIOM  SIBJISIETCST  KOMOMHAIMST  aMITUIUUINHA U
amuHoraukosuaa (renramuimua) [2, 8,9, 59]. Ilpu
HEOHATAJIbHOM CeICuce U THEBMOHWH, BbI3BAHHOI K.
pneumoniae u L. monocytogenes, nanbosee pamnno-
HAJIbHO Ha3HAYEHME AMITUIUJINHA C TeHTAMUIITHOM,
YTO IPUBOAUT K BBI3JOPOBJIEHUIO manueHTos. [1pu
undeknun, BbI3BaHHON S. agalactiae, nauboiee
s deKTUBHO HazHayeHne 3-X aHTUOUOTUKOB: aMIIU-
UJJIMHA, TeHTaMulinHa 1 1edenuma. Mudexnmnon-
HBII [TPOIIECC, BBI3BAHHBII . aureus, B TOM 4KCJIe KOa-
ryJa30-HETATUBHBIME  CTADUIOKOKKAMM,  TaKiKe
TpebyeT Ha3HAYEHUS AMIUIUJUINHA B COUETAHUU C
TeHTAMUIITHOM, [eUITUMOM WU 1eTPUAKCOHOM
[64]. MitageHIbl, KOTOPbIE OBLIN TOCIUTAIU3NPOBA-
HBI B OT/IeJIEHVE€ MHTEHCUBHOI Teparnuu HOBOPOKIEH-
HBIX TT0CJI€ 4-X THEH TTOCTHATATIBHOTO BO3PACTa, HYXK-
[IAI0TCs B T€PAITNU BAHKOMUIIMHOM, T. K. IPUYUHOI
3a60JIeBaHs MOTYT GBITH METUIMJIIIUH-YCTONYUBBIIT
S. aureus n S. epidermidis.

Y MJaZieHIeB ¢ «IOMalTHEell» ITHEBMOHUET, Pa3-
BUBAIOTCS MHGMEKIINHU, BBI3BAHHBIE PECITIPATOPHBIMU
BUPYCAMH, TPAMIOJIOKUTEIBHBIMI  GAKTEPUAMIU
(CTPENTOKOKKOBBIE BUJIBI U . aureus) 1 TpaMOTPUIIA-
TebHBIMU MUuKpoopraunusMmamu (Klebsiella, Proteus,

chopulmonary dysplasia (BPD). The difficulty of es-
tablishing a regularity in the development of infec-
tions in newborns is due to multiple factors
determining the antenatal pathology, postnatal ac-
tions, and newborn care strategy. They all contribute
to the diagnosis and treatment of NRDS, pneumonia
or sepsis, and affect BPD development and course [69,
70]. One of promising directions of BPD prophylaxis
regardless of what caused its development is aerosol
surfactant therapy with a BP surfactant that helps re-
ducing the duration of artificial lung ventilation in
newborns [71].

Pending Issues of Congenital Infection Diagnos-
tics. In spite of relevance of the issue of congenital in-
fections in newborns, there is also hyper-diagnosis of
such conditions. A clinical audit of TUT in newborns has
shown that diagnosis hits did not exceed 66% in new-
borns group 'Congenital Pneumonia'; in group ‘Neona-
tal Pneumonia’, the disease hyper-diagnosis amounted
to 70%; in newborns group ‘Infection Specific for the
Perinatal Period, Unspecified’, hyper-diagnosis was
equal to 91.3%. This is due to the fact that disturbed
postnatal adaptation of newborns was taken as IUI re-
alization. In all cases, faults in completion of medical
documents were found. The infection diagnosis requires
prescription of an antibacterial therapy; in all such
cases, its unjustified prescription was noted [72].

Conclusion

Neonatal sepsis and pneumonia remain the pre-
dominant cause of newborn mortality, which makes
specialists look for new methods of diagnostics, treat-
ment, and prophylaxis of complications.

Pseudomonas aeruginosa, Serratia marcescens u E.
coli). TInesmonus, BeisBannbie Chlamydia trachomatis,
BO3HUKAET, KAK [IPABUJIO, B IOCTHATAIbHOM IIEPHUOJIE,
B Bo3pacte 4—12 uenenn. Jledenne XsiaMUJIUHHON
[THEBMOHUK TPeOYeT IIEPBOOYEPEHOTO JICUEHUST MAK-
pommamu [44].

BuyTpuBeHHoe BBeJeHUE UMMYHOTJIOOYJIUHOB
MOJKET MPECTABIATH COOON MPUBIEKATENBHYIO CTPa-
Teruio 60pbObI ¢ HEOHATATLHBIM CEIICUCOM, 0COOEHHO
y HeJIOHOIIIEHHbIX U HOBOPOKIEHHBIX JieTeil. Brene-
HIE UMMYHOTJIOOYJIMHOB MOSKET YJIYUIIUTh ONCOHU-
3aIi0, AKTUBHOCTh KOMILJIEMEHTA, 3aBUCUMYIO OT
AHTUTEJNIA IUTOTOKCUIHOCTD U XEMOJIIOMUHECIIEHITUIO
neiitpoduiios [65]. B 2010 roxy KokpaHOBCKUIT MeTa-
AHAJIN3 IPOJIEMOHCTPUPOBAJ, YTO BBE/IEHIE UMMYHOT -
JOGYJIUHOB 3HAYUTEILHO CHUXKAET CMEPTHOCTH Y
HOBOPOJKIEHHBIX C [10J[03PEBAEMOIT MU JIOKA3aAHHOI
nudekiuei [66].

HesaBucumo ot atmosoruyeckoro Gakropa
ITHEBMOHUU UJIH CETICUCA, HOBOPOXKIEHHBIE HYKIAI0T-
Cs1 B TIPOBEJIEHU Y KOMILJIEKCHOTO JIEYE€HUST B IONOJIHE-
HEe K aHTHGAKTepUaIbHON Tepanuu. MHoTHe naiu-
€HTBl HYXKIAIOTCS He TOJbKO B HA3HAYEHUU
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KHCJIOPO/Ia, HO ¥ B TIPOBEJIEHNN HEMBA3UBHOI BEHTH-
JISIIUY JIETKUX, B TOM YUCJIE C TIOJOKUTEIbHBIM [[aB-
senneM B kKoHIle Bbijioxa (CPAP) uepes nazasnbHbie
KaHIOJIM, MJIU B MICKYCCTBEHHO! BEHTUJISIINU JIETKUX.
Bri6op ee pexrMa 1 apaMeTpoB OCHOBBIBAETCS Ha
KJIMHIYECKO# KapTiHe 3a60JeBaHUSA U TSKECTH THITO-
kcuu [67, 68]. [lpyrue BcrioMorareibHble MePbI BKJTIO-
YaioT IpoBe/eHre NHMY3MOHHOI Tepalruu, IapeHTe-
PaJIbHOTO MTUTAHUS, BA30IIPECCOPHOIT TIOIEPIKKY.
X0oproaMHUOHUT Y GYHUKYJIUT SBJISIOTCS TIyC-
koBbIMU (hakTopamu pazsutusd BYU y nemonorten-
HBIX HOBOPOK/IEHHBIX, OTHAKO TP 9TOM YaCcTOTa Pas-
putug PICH 3snauurenpHo cuumskaercs. Hannuue
BOCTIAJICHUS B TJIATIEHTE, CENICHCa IPUOKOBOI 9THOJIO-
T'UY, OKa3bIBAIOT IIPOTEKTUBHBII 3(hdeKT i pa3Bu-
tust 6porxosterounoit auciiasun (BJI/). Tpyatnoctsb
BbISIBJIEHUSI 3AKOHOMEPHOCTU Pa3BUTHSI NHMEKIU Y
HOBOPOJKIEHHBIX 00YCJIOBJIEHA MHOKECTBEHHOCTHIO
(hakTOPOB, OIPEAETAIONINX AHTEHATATIBHYIO T1ATOJIO-
TUI0, TOCTHATAJIbHBIE JIEHCTBUS U CTPATErUIO YXOIa 32
HOBOPOJKIEHHBIM. Bce oHM BHOCST BKJIA/I B IMATHOCTH-
ky u Jsiedenue P/ICH, mueBMOHUMM wnim cercuca, a
Takyke BAUAIOT Ha pazButue u teuenue BJI/] [69, 70].
OHUM U3 MEePCIeKTUBHBIX HAIPABIEHMIT TPOPUIAK-
tuku BJI/I, He3aBuCMMO OT NIPUYMHBI, BbI3BABIIE ee
pasBUTHUE, SIBJISIETCS WHTAJAIUOHHAS CYpPhaKTaHT-
tepanus cypdaxranTom-BJI, criocobeTByIomast Cokpa-
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HIEHUIO TIPOJIOJIKUTEIbHOCTH UCKYCCTBEHHOI BEHTH-
JIAIUU JIETKUX Y HOBOPOXK/IeHHbIX [71].

Heperennsie BOpochl IHAaTHOCTUKU BPOSKIEH-
HbIx uHdexnmit. HecMoTps Ha akryambHOCTb T1po6JIe-
MBI BPOK/IEHHBIX MH(EKIINI Y HOBOPOKIEHHBIX, CYIIle-
CTBYET WM THINEPAUArHOCTHKA TOMOOHBIX COCTOSHUIA.
[IpoBenenue kimnnyeckoro ayauta BY U y nHoBopox-
JIEHHBIX [I0KA3AJI0, YTO COBIA/IEHUE INATHO30B HE IIpe-
BbIIIATO 66% B rpyIIiiie HOBOPOKIEHHBIX «BposkaeHHast
ITHEBMOHUsT», B TpyIine « HeonataspHas mHeBMOHIS»
rurepanarnoctuka 3abosesanust cocrasisiia 70%, B
rpytie HoBopoxkaeHHbIX «Hpexus, crienudnyanas
IS TIEPUHATAILHOTO [IepHo/a, HeyTOUHEHHAsT» THIIep-
auarnocTrka cocrasisia 91,3%. 91to 06yc/I0BIEHO TeM,
YTO HapyIIeHUe MPOLecca MMOCTHATAIBHON aanTaiun
HOBOPOK/IEHHBIX PACIIeHNBAIN Kak peasu3saruio BY .
Bo Bcex carydasix Obiin BbIsIBIEHbI e(hEKThI 3aI10JIHe-
HUST MEIMITMHCKON oKymeHTarmu. [loctanoBka quar-
HO3a MH(EKIUY TpeOyeT Ha3HAYEH ST aHTHOAKTEPUATb-
HOIT Tepartiim, BO BCeX MOJ00HBIX CITyYasix OTMEYIH ee
HeolpaB/laHHOe Ha3HavyeHue [72].

3akiaoyeHue

HeonaranbHblil cernicuc ¥ THEBMOHUS OCTAIOTCS
OCHOBHOH HpI/I‘{I/IHOfI JIETAJIbHOCTHU HOBOPOJK/I€HHDBIX,
4qTo Tpe6yeT OT CIIEIINaJIMCTOB ITIOMCKa HOBbIX METO/I0B
JNAaTrHOCTHUKH, JIeHECHUA 1 HpO(l)I/IJIaKTI/IKI/I OCJIO;KHEHUI.
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