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LIMppo3 neyeHn 1 ero oCnoXHeHMs ABMSTCA OCHOBHOWM NpUYMHON 3a60MeBaeMoCT U CMEPTHOCTH.
LIMppo3 neveHn MoXeT NPOBOLIMPOBaTL Pa3BUTME MaCChl COMYTCTBYOLLMX 3a6oneBaHui.

MeyeHb BbLIMOMHSAET HE NOCMNEAHIO porb B 06ecnevYeHnn MMMYHHOIN 3alnThl OpraHMama, a 3abo-
TNIEBaHNSA MEYEHN, B TOM YUCIE U LMPPO3, HapyLlaeT 3Ty PyHKUMIO. Y NauMeHTOB C LUPPO3OM MeveHu
Habntogaetcs 4-5-kpaTHoe yBenuMyeHWe rocnuTanbHbIX UHMEKLUMOHHBLIX OCMOXHEHUIN B CPaBHEHWUU C
obLen nonynauuen.

CTteneHb UMMYHHOW AMCHYHKUMM HaNpsIMylo CBSi3aHa C TSHKECTbIO MOBPEXOEHUS MEYEHWN, a Hau-
BonbLuas UMMyHHas AUchYHKUMS HabnogaeTcs Npyu ankoronbHOM LMppose.
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BAYbIP LULNPPO3bl BAP NAUMEHTEPOEI BAKTEPUANOBLIK ACKbIHYIAP (spe6uetTik wony)

T.K. KYAHObIKOB, B.B. MYTAITUPOB, E.K. S5AIKEPEEB, A.LULEFEBAEBA, A. 95IPAXMAHOBA
A.H. CbizraHog ambiHOarbl ¥IMMbIK FbIbIMU XUPYP2Usi Opmaribifbl,
Anmamei K., KasakcmaH Pecrnybnukacsl

Bayblp LMpPPO3bl MEH OHbIH acKblHynapbl aypyablH aHe eniMHiH Herisri cebenTepiHiH Gipi 6onbin
Tabbinaabl. bayblp UMPPO3bl KeNTereH Kocanksl aypynapabiH, AamyblH TYFbI3ybl MYMKIH.

Linppo3beH yliTackaH MMMYHAbIK AUCHYHKUMA UMMYHOAEMULNTKE, XYyrenik kabbiHy CMHOPOMbIHA
oKeneai, CoHblIHAA enim kepceTkiliH 30%-Fa aewiH xxofapbinatagbl. bayblp LMppo3bl kesiHaeri UMMYHO-
0eduunT XKeprinikTi UIMMYHUTETTIH XaHe Ae Xynenik UMMYHAbIK )XacyLuanapablH 3aKkbiMgaHybIHaH Tyaabl.
YKyrenik kabblHY CUHAPOMbI 9PTYPAi KabbIHY LMTOKMHAEPIH 6enin WeiFapaTbiH UMMYHAbIK XXacyLuanapablH
TypakTbl KO3yblHaH Gonaakbl.

Linppo3ablk MMMYHAbIK AUCHYHKUMAAa 6akTepuanapablH ilUEKTEH yAereH TpaHcnokauusachl
Oankanagpl, 6yn aHOOTOKCEMUSIFA XXaHe LMTOKMHAEepPAiH ecenen GeniHyiHe, an 6yn xafgan e3 keseriHae
KabbIHYmbIK rMnep-peakums MeH 6aktepuanablk MHEKLUNSHBIH XXYAenik TapanybliHa, CENTUKanbIK LUOKTbIH
[amyblHa, NonuopraHAabIK xeTicneyLinikke, TiNTi eniMre akenin coraabl.

OchbifaH opan 6ayblp LMppo3bl 6ap HaykacTapAa ackbliHynapabl a3anTy YLWiH UIMMYHAbIK AUCAYHK-
LIMSIHbI XXaH-)KaKTbl 3epTTey kaxeT. byn 6ayblp unppo3bl 6ap HaykacTapaa MHEKUMANbIK acKblHyNapablH,
angblH-any wapanapblH, epTe ANarHoCTMKAChIH XXaHe emaey HaTWXKenepiH xxakcapTaabl.

Herisri ce3nep: Gaybip LUMppo3bl, 6akTepuanblk ackbiHynap.

SUMMARY
BACTERIAL COMPLICATIONS IN PATIENTS WITH LIVER CIRRHOSIS (review)

T KUANDYKOV, V MUTAGIROV, Y ABDKEREEV, A SHEGEBAYEVA, A ABDRAKHMANOVA
JSC National scientific centre of surgery n.a. A.N. Syzganov, Almaty c., Republic of Kazakhstan

The liver has a great role in providing immune protection, and liver diseases, including cirrhosis,
violates this function. Patients with cirrhosis have a 4-5-fold increase in hospital infectious complications
compared to the general population.

The degree of immune dysfunction is directly related to the severity of liver damage, and the greatest
immune dysfunction is observed with alcoholic cirrhosis.

Thus, to improve the survival of patients with liver cirrhosis, a comprehensive study of immune
dysfunction is needed, which will improve prevention, early diagnosis and treatment of infectious
complications in liver cirrhosis.

Keywords: liver cirrhosis, bacterial complications.
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UPPO3 IEUCHH U €T0 OCIOKHEHUS SIBIAIOTCSI OCHOBHOM

MIpUYMHON 3aboneBaeMocT U cMepTHOCTH. L{nppos

MIEYCHU MOXKET IIPOBOLMPOBATH PA3BUTHE MAcChl CO-
MyTCTBYIOMINX 3200I€BaHUA.

[leyeHb BBHINONHACT HE MOCIEIHIOI POJIb B 00ECTICUCHUH
MMMYHHOH 3alIUThl OpraHu3Ma, a 3a00JeBaHus MEYCHH, B
TOM YHCJIE M LUPPO3, HapyLIaeT 3Ty (QYHKIMIO. Y MAlEeHTOB
C IMPPO30OM TedeHn Habmonaercst 4-5-kpaTHoe yBeIHYeHHUE
TOCHHUTAJIbHBIX WH(EKIIMOHHBIX OCJIOKHEHHH B CPABHEHHUH C
o01Iel momysrei. YBelnueHne pucka HHOUIUPOBAHHS IIPH
LUPPO3€ NMEUCHN IPOUCXOAUT 32 CUET CJICAYIONX H3MEHEHUH
B opranusMe: (UOPO3HBIE U3MEHEHHUsSI B CTPYKTYpe MEUSHH
HPUBOIAT K YMEHBIICHHUIO CIIOCOOHOCTH (UIBTPOBATH OaKTe-
pHHM; TOBBIIICHHAs! POHUIAEMOCTh KHUILIEYHUKA TMPUBOAUT K
XPOHUYECKOMY TPAHCIOLUPOBAHUIO OAKTEpHil ¢ MOCIEayIO-
e aKTUBALUEl aKTUBHOW MMMYHHOW CHCTEMBI; CHHKEHUE
CUHTETHYECKOM (PYHKIMU MEYCHHU MPHUBOIUT K YMECHBIICHHIO
YPOBHSI KOMIUIEMEHTA U OEJNKOB OCTpOi (a3bl BoCHalleHHS;
HapymaeTcs: paronuTapHas aKTMBHOCTh LIUPKYIHPYIOLUIUX
MMMYHHBIX KJIETOK.

CBsi3aHHAas ¢ UPPO30M UMMYHHAst TUCHYHKIIMS TIPUBOUT K
ummyHoehunuTy [1], a Takke K CHCTEMHOMY BOCTaeHH O [2],
YTO B KOHEUHOM HTOT€ YBEJIUYUBAET JeTaabHOCTh 10 30% [3].
NmmyHOIEQUIMT PU UPPO3€ MEYSHU BBI3BAH MTOPAKEHUEM
KaK MECTHOTO MMMYHHUTETa, TAK ¥ CHCTEMHBIX UMMYHHBIX KJIe-
TOK. CUCTEeMHBII BOCTIAINTEIIbHBIN OTBET SBJISETCS PE3YJIBTATOM
CTOMKOM CTUMYJISALIMY UMMYHHBIX KJIETOK, IPUBOJSIIEH K BbI-
OpOCy pa3IMuHBIX MPOBOCHATUTELHBIX IMTOKHHOB [2].

ITpu muppoTnyueckoit UMMYHHOH TUC(hYHKIMN HAOMIOAAETCS
YCHUJICHHAs! TPAHCIIOKalMsl OaKTepuil U3 KUIIEUHUKA, KOTOpas
MOXKET MPHUBOAUTH K YHIOTOKCEMHH U MOBBIIICHUIO BHIOpOCA
LUTOKHUHOB, YTO B CBOIO OUEPE/b MPUBOIUT K BOCIAIIUTEIBHOM
THIEpPeaKuuy U CUCTEMHOHN OakTepruanbHON HH(EKINH, BILIOTH
JI0 Pa3BUTHSI CENITHYECKOTO I110KA, TOJIMOPTaHHHON HEI0CTATOY-
HOCTH U Aaxke cMepTH [4-8].

CreneHb UIMMYHHOU THCHYHKIUHM HANpsSMYIO CBs3aHa C
TSDKECTBIO MMOBPEXKICHUS TTIe4eHH [3], a Hanbosblast MIMMYHHast
JUCcyHKIMS HAOMIOAeTCs TIPH alTKOrOJIBbHOM IIUppo3e [9].

Taknm 00pazom, AJs yIyUIISHUs] BBKUBAGMOCTH HalleH-
TOB C IUPPO30M IEYEHU HEOOXOANMO BCECTOPOHHEE HCCIIEN0-
BaHHE UMMYHHOH AUC(YHKIINH, YTO YIY4IIUT NPO(PUIAKTHKY,
PaHHIOKO TMAarHOCTHKY ¥ JIeueHNE NH()EKIIMOHHBIX OCIIOKHEHUIH
IpH LUPPO3€E MEUCHH.

HNMMyHuUTET M IEYEeHb

VIMMyHHast cucTeMa COCTOUT U3 KIETOYHOTO M T'yMO-
pPaAJIbHOTO KOMIIOHEHTOB U COAEP)KUT PELENTOpPbl aHTHI'CHOB,
aHTHTEIIa, UMMYHHBIC KJICTKH (Takue Kak Makpodaru, 1uMpo-
LUTHI, HATYpaJIbHbIE KUJUIEPHI U T.J.), CHCTEMY KOMIUIEMEHTA
U Pa3IM4Hble HUTOKUHBL. FIMMyHHAas CHCTEMa YeJI0BEKa UMEeT
ITOBEPXHOCTHbIE M BHYTPUKJIIETOYHbIE PELENTOPHI, KOTOPHIE
PacHo3HAIOT 2IIEMEHThI OaKTepHaTbHON KJICTKU U IPOLYKTHI X
xusnenestensHoctH [ 10, 11, 12], B pe3ynbrare 4ero HHAIAN-
pyeTCst UIMMYHHBIH OTBET.

PenieniTopbl MpUCYTCTBYIOT KaK B MMMYHHBIX KJI€TKaX, TaK U
B IIAPEHXMMATO3HbIX KJICTKaX IeueHu. Pacro3HaBaHue MOJIEKyYII
[1aTOT€HOB PELIENTOPAaMH IPUBOANT K AKTUBALIMHU KAacKa/la KOM-
IUIEMEHTA, LUTOKUHOB, aHTHOAKTEPUAIbHBIX AaHTUTEN U KJIETOK
MMMYHHOH CHCTEMBI, YTO NMPUBOIUT K CIIOKHOMY B3aUMO/ICH-
CTBHIO IIPO- U MIPOTHBOBOCHAIUTENBHBIX peakuuit [10].

Maxkpodaru B nedeHn M3BEeCTHBI Kak kieTku Kymndepa -
CIUTIOIIEHHbBIE KJICTKH, PAcIOJIaraloliuecs B MEUYCHOUHBIX CH-
Hycouiax. Makpodaru npecTasistoT co00i MOHOHYKIICapHbIC
(haromuThl ¥ AHTUTCHITPEAOCTABIISIOIINE KICTKH [ 15].

Kpome TOro, MOHOUMTEHI SIBISIOTCSI LIEHTPAJIbHBIMU Me-
JIMAaTOpaMH KIMMYHHOT'O OTBETa U CEKPETUPYIOT HHTEPIICHKHIH- |
(MJI-1) n ¢daxrop Hexposa omyxonu ansda (TNF-ansda), xo-
TOpBIE OTBETCTBEHHBI 32 MUTPAIIMIO UMMYHHBIX KJIETOK B Oyar
Bocmanenus [16].

IleueHp sABAAETCS OCHOBHBIM HCTOYHMKOM HMMYHHBIX
peuentopoB (Takux kak TLR u NOD-nomoOHbIe peuenTopsi),
C-peakTUBHOTO Oe€iKa, JUIOMOJINCAXaPUI-CBI3bIBAIOIIETO
nporerHa u nentugorukanos CD14 [17, 18, 19], u PHK-
reJTuKa3bl.

TLR pacrno3HaioT 6akTepuy Ha MOBEPXHOCTH MMMYHHOMH
kietku. Ha cerogusiiuuii neHs y moneit Boisineno 10 noaru-
noB TLR, 1 oHu copepxar oOLIyI0 BHYTPUKIETOUHYIO YacThb U
YHHUKAJIbHYIO JJISl K&KA0T0 MOATHIIA BHEKJIETOUHYIO YacTh 20.
Ileuens sBnsercs ucrounnkom MPHK mmst Bcex TLR [21, 22].

PaznuuHble mapeHXUMAaTO3HbIE U HETIAPEHXUMHbBIE KIIETKH
neyeHu BeipabarbiBatoT pasnuunbie TLR [23, 24, 25]. Knerku
Kyndepa sBsroTcst MakpodaraMu — akTHBHBIMA HMMYHHBIMH
KJIETKaMH1, KOTOPbIe HHAKTHBUPYIOT TPAHCIOLUPOBAHHBIE U3 KU-
eYHUKa OaKTepHH, SHIOTOKCUHBI U Pa3IMYHbIe OMOIOrMYECKH
AKTHBHBIE BEIIECTBA, BEIACISIEMbIC MUKPO(IOPO KUIIEUHHUKA.
ITocrne akTMBalK OHU BBIJCISAIOT Pa3IMYHbIE IIUTOKUHBI, ITPO-
CTaIVIaHJNHBI, OKCHUJ a30Ta U AKTHBHBIC MOJIEKYJIBI KHCIOPOAa
[31]. Knerku Kyndepa u suporenuii cunresupyror TLR2 npu
UX aKTUBAaLUY JUIONOINCaXapuaaMu OaKTepUaNbHON KICTKH
[32]. Ileuens Takxke SBISIETCS OCHOBHBIM HCTOYHHKOM CHHTE-
3a CHCTEMbI KOMIUIEMEHTA, KOTOpas OTBEUAET 3a PETYINSLHIO
WMMYHHOM CHCTEMBI U OIICOHMYECKYIO M IIUMTOTOKCHYECKYIO
AKTUBHOCTb.

Ieyens comepuT TMM(POLHTHI ITO BCEW CBOCH MapeHXHMe
U B nopTajibHOM cucreme. B neuenn CD8 + T-kneTku BcTpeya-
fores vaine, ueM CD4 + T-kineTku, a KIeTok UMMYHHOU ITaMsITH
B IEYEHU HAXOOUTCs OOJblIe, YeM B CHCTEMHOM KPOBOTOKE.
Takum 00pa3om, edeHb 00ecreunBaeT OOBIIYIO YaCTh aal-
THUBHOTO I'yMOPaJbHOTO UMMYHHUTETA, ONIOCPEAOBAHHOTO B- 1
T- numdonuTamu.

Kak yxe 6b110 CKa3aHO, IPU LUPPO3€E MEUCHH IPOUCXOANUT
YrHETeHHE CHHTE3a MMMYHHBIX perienTopoB 1 B ToM yrcie TLR.
B nacrosimee Bpemst TLR siBasttorcst Hanbonee M3y4eHHBIMU
MMMYHHBIMH pELeNITOPAMH.

IIpuo6perennsie u3meHenust TLR 1 nx cUrHaIbHBIX MyTei
SIBJISTIOTCSI OCHOBHBIM MEXaHU3MOM JUCOYHKINH UMMYHUTETA
IpH nuppo3e nedenu [34]. D1o sBICHNUE MOXKET OBITH CBSI3aHO
C JUIMTEIbHBIM BO3/eHcTBHEM OakTepuii, ee MpPOAYKTOB Ha
LUPKYIUPYIOUINEe UMMYHHBIE KJIETKH B Pe3ynbTare MOTEpH
OaprepHOi (DyHKIUH TiedeHn [36]. Draopa KUIICYHUKA MOXKET
CIOCOOCTBOBATH XKHUPOBOI JUCTPO(UY NIEUSHHU ITyTEeM AKTHBa-
nuu TLR, oiHaKo 3TOT npo1iecc MOXKET ObITh YMEHbBIIIEH Iy TeM
U3MEHEHUs OaKTepHaIbHOTIO Neii3aa KUIIeYHUKA U TPUMEHe-
HUSI aHTHOMOTHKOB M IPOOHOTHKOB [37].

K HacTosimieMy BpeMEHHU 3HAYMTEIBHOE KOIUYECTBO HC-
CIIEIOBaHMN yOESIUTENBHO MOKa3auo, 4To (GYHKIHMOHAIEHOE
uzmeHenue TLR siBisieTcst OCHOBHOM MPUYMHON UIMMYHHOM iMC-
(GyHKIMU B prcKa HHPEKIMOHHBIX OCIOKHEHUH y MAIlMEeHTOB
¢ ppo3om nedenu [39, 40, 47, 48, 49].
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Hapymenue GpyHKIMN MOHOLIUTOB TaK)Ke CIOCOOCTBYET
Pa3BHTHIO UMMYHOIE(HINTA, YTO MPUBOANUT K JepeKTam
XeMOTaKcuca, parouquTo3a U NPOAYKIUH JIU30COMHBIX
dhepmenToB [50-53]. UMMYHHBIH mapajind, KOTOPBIU
onpexaenseTcs Kak yMEHbIICHHas KCIPECCUs MOHOIIUTAMHU
genoBedeckoro jerkomurapuoro anturena-D (HLA-DR),
SIBIISETCSl MIUPOKO M3BECTHBIM IPHU3HAKOM CENTHYECKOTO
[I0OKa, HO HEJAaBHO OH ObUT OOHApYKEH M y TMAIlHEHTOB C
nuppo3oM neuenu [16]. UMMyHHBIN napannd xapakrepu-
3yeTcs yBeJIMYEHUEM MPOTYyKIUU TPOTUBOBOCTIAIUTEIbHBIX
LIUTOKWHOB, Takux Kak IL-6 u IL-10, u mogaBnenuem npo-
JyKIMH TIPOBOCMAIUTEIbHBIX IUTOKMHOB, TakuX Kak [L-1 u
TNF-a[17, 44,45, 54]. UMMyHOMOAYJIATOPBI, TAKHE KaK KO-
noHuecTUMyIupyomui Gakrop rpanyinonutos (GM-CSF)
u nnrepdpepon-ramma (IFN-y), MoryT ynyumars GyHKIMH
MOHOIIUTOB, OJTHAKO UX MPUMEHEHNE TPeOyeT AanbHEeHIITNX
ucciaenoBanuii [17].

DYHKIUA HEUTPOPUIOB, KOTOPHIC SABISIIOTCS TEPBOU
JIMHMEH 3alUThl OT OakTepuanbHOW MH(EKINH, TaKXKe Hapy-
HIAIOTCS TIPH LUPPO3E TIEUEHH ITyTEM CHUKEHHUS CIIOCOOHOCTH
HEeWTpo(UIOB MPOHUKATE B o4ar MHPEKIUU U (aronnTapHOH
AKTUBHOCTH.

ITeyeHp sBISETCS OCHOBHBIM MECTOM WHAKTUBALUH pa3-
JIMYHBIX IIUTOKUHOB, Takux kak IL-1, IL-3, IL-6, TNF-a,
tpanchopmupytomuit pakrop pocra-f (TGF-B) u .a. Ilpu
Uppo3e MeueHn 3Ta QYHKIMS 3HAYUTEIBHO 0CIabeBaeT, 4To
MOXET MPHUBECTH K MOCTOSHHOW aKTHUBAIMU HEHUTPO(UIOB B
niepudepryeckoi KpoBH [63] 1 BIIOCIICACTBUU YXYALIUTE (yHK-
UK HeuTpoduios [64]. Kpome Toro, yBenuueHHas abcopOrus
9HJIOTOKCHHA U OakTephalibHasl TPAaHCIOKAIMS MPUBOIAT K
CTOHKOMY IOBBIIICHUIO KOJIMYECTBA LIUTOKMHOB. YAAJICHHE
SH/IOTOKCHUHOB in Vitro [65] 1 CHHU)KEHKE SHIOTOKCEMUH in Vivo
npoduoTukamu [46] yaydmaer QyHKIUIO HEHTPOUIOB mpH
LUPPO3€ TIEUYEHH.

CucremMa KOMIUIEMEHTA M LUPPO3

CucreMa KOMIUIEMEHTA UTPAET BaXKHYIO POJIb B MMMYHHOM
TOMEOCTAa3€ U 3aIIHUIIAET OPraHNu3M OT OaKTepUaTbHBIX HH(PEK-
1. ['enaTonuThl ABISAIOTCS OCHOBHBIM MCTOYHHUKOM CHHTE3a
(axTopoB KomIulemMeHTa. [loka3aHo, 4TO HM3Kasi aKTUBHOCTb
OIICOHMHOB U CHIKEHHE YPOBHs koMIuieMeHTa C3 MOBBIIIAIOT
BOCIPUUMYUBOCTh K MH(EKIHUN y HNAllMEHTOB C LUPPO3OM
neyenu [75, 76]. Camwxenne yposueil komruiementa C3 u C4
HaOnroaercst y OOJMbHBIX LIUPPO30OM MEYEHHU, M 3TO SBICHHUE
CBSI3aHO C YMEHBIICHHEM UX CHHTE3a B pe3ylibTrare JUC(HYHK-
IIUM TIEYCHU U MOBBILICHHBIM NOTpeOIeHueM (GakTopoB u3-3a
MOCTOSIHHON aKTHUBAIlMX KOMIIJIEMEHTA.

Hillebrand et al. [77] nponeMOHCTPHPOBa KPUTUYECKYIO
ponb C5 u C5aR B marorenese ¢pubpo3a nevenu. MccnenoBanus
MMMYHOLIMTOXUMUU NOKa3au, 4to skcnpeccust C5aR1 3naun-
TEJIBHO BO3PACTAeT Ha KJIETKaX IeNaTOLEIUTIONSPHBIX KIETOK
npu TpaHchopmanuu B Muopudpodaact. Kpome toro, Strey et
al. [78] obnapyxwi, uto C3a u C5a HeoOXOMUMBI JIJIsl pereHe-
pauuu nedeHu. Y mbiieit ¢ orcyrersueM C3 u C5 pereneparust
neyeHy ObLTa 3HAYMTENHHO HapylIeHa H HOPMAJIN30BbIBAIACH
JIMIIB TTOCJIE BOCCIIOJIHEHUS MccaenyeMbiMu (akropamu 78.
TloBblmeHHast BOCTIPUUMYUBOCTH THEBMOKOKKOBOM ITHEBMOHUH
IpU LUPPO3e Takxke ObLIa MPOJEMOHCTPUPOBAHA U3-3a HEAO-
CTAaTOYHOTO OCaxJeHus komriemMeHta C3 Ha MOBEPXHOCTH
anbBeon [79].

BakrepuanabHas TpaHcJ0KaIuUs

BakTtepuanbHas TpaHCIOKaLUs - MUTpaLust OakTepuil win
UX MPOAYKTOB (T.€. JINTIOMOIHCAXapHUIOB, NENTHOTITHKAHOB,
nunentuno, 6akrepuanbroit JITHK) 3 nmpocsera xuieuHnKa
B OpbDKeeuHble TUM(aTHIeCKre y3IIbl U Jajiee B CHCTEMHBIH
KpoBOTOK [81]. BakrepuanbHas TpaHCIOKAIMS YCHITHBACTCS TIPH
UPpO3e MeUSHN 1 MHOTUMH KINHHAIIUCTAMHU XapaKTePH3yeTCs
KaK «axu/uIecoBa IsTa» LUppo3a NedyeHu |5, 6].

DaxTophl, MPUBOIAIINE K YBEIUUYCHUIO OaKTepHUaTbHOM
TPAHCIOKAlUY P LUPPO3€ MEUCHU: CHUKEHHBIH YPOBEHb I'y-
MOPATBHOTO M KIIETOYHOTO IMMYHHTETA [82], MOpTOCHCTEMHOE
LIyHTUPOBaHUE KpoBU [83], yMEHbIIEHHE MOTOPUKU KHUILIEU-
HyKa [82], MOBHIIEHNE MPOHUIIAEMOCTH KhIIeuHnKa [84] u
YCUIJIEHHBI OaKTepUaIbHBIN POCT B IPOCBETE KUIIEUHUKA [85].
HccnenoBanust mOKa3aiy, 4TO MMOCTE BBEACHUS PAIHOAKTHBHO
meueHol Escherichia coli kpbicam ¢ [uppo3om rnedeHu Oakre-
puK 0OHAPYKUBAIOTCSI HE TOJIBKO B MPOCBETE KUILEYHUKA, HO
TaKOKe B OpPbDKECUHBIX IMM(PATHUECKUX y37I1aX M aCLIUTUYECKOH
KuaKoctu [86].

W3-3a MOPTOCUCTEMHOTO LIYHTUPOBAHUSI OTCYTCTBYET
OYHIIIEHHE MOPTAIBLHON KPOBH MEYEHBIO OT OAaKTepHH, TPaHC-
JIOLMPOBAHHBIX M3 KHUIICYHUKA, U MPOJYKTOB MX KH3HEIEs-
TEJILHOCTH.

IIpoHunIaeMOCTb KHUILEYHOM CTEHKU yBEJIMYMBAETCS MPU
LUppO3€e U SBISAETCS OAHUM U3 (AKTOPOB, CIIOCOOCTBYIOLINX
Pa3BUTHIO CIIOHTAHHOIO OAKTEPUAILHOTO IEPUTOHUTA U TIeUe-
HOYHOH sHIIeanonaruu. [I[pOHUIIaeMOCTh CTEHKH KHIIETHHKA
YBEJIMUMBAETCS M3-3a OTEKA TKaHEH U BEHO3HO-TMM(ATHUECKOTO
3acros [92].

Paramo et al. [96] uzyuanu posib nponpaHoiona y Kpsic ¢
LUPPO30M MEYESHH U ACLIUTOM ¥ OOHAPYKUIIU, UTO OH ITOBBIIIAET
MOZIBIXKHOCTD KMIIEUHUKA U YMEHBIIAET OaKTepHaIbHBINA POCT
Y TpaHCIIOKAIHIO, TakuM 00pa3oM, Oera-010KaTopbl MOTYT IIPH-
MEHSATbCS VIS IPEIOTBPAILEHNUS CIOHTAaHHOTO 0aKTepHaIbHOIO
MIEPUTOHUTA TIPH [IUPPO3E ITEUSHH.

Kumeynasi Mukpoduiopa npu nuppose ne4eHu

KuieuyHuk U meyeHb HaXOIsTCS B MTOCTOSHHOM B3aUMO-
JIEUCTBUM MOCPEICTBOM MOPTATIBHOIO KpoBoTOKa. Kuineunas
MHKpOQIIopa IpY HUPPO3e MEISHN OTIINIAETCS OT MUKPODIOPEI
310poBOii nomyssiuuy. [Tpu uppo3e MpOoUCXOAUT Pa3MHOXKCHUE
MaTOTeHHBIX MUKPOOPTaHU3MOB, TakuX kKak Enterobacteriaceae
u Streptococcaceae, a TakKe MEHbIIAsk PAaCIPOCTPAHECHHOCTD
MOJIe3HBIX MHUKPOOOB, TakuxX kKak Lachnospiraceae, u 3T0 Mo-
JKET TIOBJIUATH Ha NporHo3 [98]. 3MeHeHne MUKPOOHOTHI TpH
PPO3€e NIEUSHN HapyIIaeT IMMYHHBII TOMeocTa3 KUIIETHHKA,
crocoOcTByeT OakTepualbHON TPAHCIOKALUU U PAa3BUTHIO
MEYSHOYHOH dHIE(DATOTaTHH, CIOHTAHHOTO 0aKTepalIbHOTO
MIEPUTOHKUTA X BAPUKO3HOTO KpoBoTeueHHs [99]. DTr HapyeHus
MHKPOQIOPHI KUIIETHHKA TIPUBOAT K Pa3THIHBIM OaKTepHaIIb-
HBIM OCJIO)KHEHUSIM B IUPPO3. XOTS aHTUOUOTUKHU SIBIISIIOTCS
OCHOBHOMW TEpareBTUYECKON CTpaTernei, B HACTOSIIEE BPEMsI
IIPOBOIATCS HKCIIEPUMEHTAIbHbIE UCCIEIO0BAHUS Ipe-, Ipo-,
CHMOHOTHKOB M (heKaTbHON TPaHCIDIAHTAIIMd MUKPOOHOTHI Y
TMAIMEHTOB C JICKOMIICHCUPOBAHHBIM LIUPPo30oM [99].

Bakrepuanabubie nHpeKINU PH HUPPO3e

B nocnennue necaruneTus ObUIM 3HAYUTEIBHO YTy UILCHBI
METOBI JISYCHHS H TIPOTHO3HPOBAHUSI UCXOIOB Y MAIUEHTOB C
LIUPPO30M IIEUECHH, OHAKO YPOBEHb CMEPTHOCTHU OT MH(EKIMOH-
HBIX OCJIOKHEHHH CYIECTBEHHO He N3MEHMIICS. bakTepnanbHbie
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MH(EKIMN Y TUPPOTHYECKUX MALUSHTOB SBIISIOTCS NPUYUHON
neranpHOcTH Yy 30-50% [3]. ['pamMorpunarenbHble OaKTepHH,
takue kak E. coli, Klebsiella, Enterobacter species u T.11., siBisi-
I0TCsI HanboJee pacpoCTPAaHEHHBIMU IPHYMHAMA WH()EKINH
U OTBETCTBEHHBI 32 75% ciydaeB. [ pamnonokurensHble Oak-
TepuH, Takue kak Staphyloccocus, cocrapisiror okono 20%, a
aHa’poOBbI - 0kos10 3% ciiyyaeB MH()EKIMOHHBIX OCIOKHEHUN
[100]. Mubekpn y roCnUuTaau3upOBaHHBIX TTAIIMECHTOB C IIUP-
PO30M TeueHH B 4-5 pa3 BhILIE, YeM Cpeau OOIIeH MOy sILUH
narpienToB [101]. Haubonee pacnpocrpaneHHbie HH(EKINH,
KOTOpBIC BO3HUKAIOT Y ATUX MALMEHTOB, NPEICTABICHbI CIIOH-
TaHHBIM OaKTepHaJIbHBIM TEPUTOHUTOM (25-31%), HHpEeKInH
MoueBbIX myTel (20-25%), nueBmMonus (21%), 6akrepuemus
(12%) n nadexunn msrkux tkanei (11%) [100].

ITnesmonus. Habmonaercs y 4-21% OOJbHBIX UPPO30M,
HanboJiee 4acTo alKOTOJNILHOW dTHonoruu. Hepeako pas-
BUTHE ITHEBMOHUH OCJIOXKHSET KPOBOTEUEHHE U3 BapHKO3HO-
pacUIMPEHHBIX BEH MUIIEBOAA, OCOOCHHO MPH JITHTEIHHOM
npuMeHeHuu 3oH4a biaskmopa. JleransHocTts nocturaer 40%.
B kadecTBe 3THOJIOTHYECKOTO (hakTopa mpeodiagaer rpam-
orpunarenbHast ¢aopa — Klebsiella pneumoniae, Haemophilus
influenzae, a Taxxe MHEBMOKOKKH (Streptococcus pneumoniae)
[102]. Knuanveckasi KapTrHa B OOJBIIMHCTBE CITy4aeB CTepTasi:
cyOheOpribHas TeMreparypa, yMEpeHHBIN JTIeHKOUTO3 (MK
MOBBIIICHUE YHCIIA JISHKOIUTOB Ha (DOHE JICHKONICHHH ), MaJIO-
MIPOIYKTHBHBIH Kaienb. BosmMoxHa ManudecTanus 3adonepa-
HHS TOJIBKO YCHJIEHHEM OOIINX CUMITOMOB HHTOKCUKAIIUH HITH
NeYyeHoYHo! dHIedaronaru. B nuarnoctuke Beaymas poib
NPUHAUICKUAT PU3HKATIBHBIM U PEHTTCHOJIOIMYECKUM METOIaM
nccnenoBanust. OcoOble 3aTPyIHEHUS BBI3BIBACT JHArHOCTHKA
[HEBMOHHUH IIPU HAIMYUK THAPOTOpAKCa.

CnoHraHHasi OaKTepHaTbHas SMITMEMa TUIEBPBI — OCIIOKHE-
HHe, Bo3HUKaromee y 13% OonbHBIX IIMPPO30M Ha (POHE THIIPO-
Topakca. B 67% ciyuaeB accouunpoBana ¢ CBII. Cpenu Bbice-
BaeMOM U3 MJIeBpasIbHOMN sxuIKoCcTH (riopsl mpeodnanaet E. coli,
npyrue Bo3Oymurenu — K1. pneumoniae, Pseudomonas stutzeri,
CTPENTOKOKKH. KnMHu4eckas CHMIITOMaTHKa IPUCYTCTBYET J1a-
JIEKO HE BO BCEX CITyYasiX, I0ITOMY PEKOMEH/TYETCSI BBITIOJIHEHUE
IUIEBPAJIbHON IYHKIHU C ITOCEBOM BCEM OOJBHBIM LIUPPO30M
TIEYSHH, OCIIOKHHUBIIUMCS THAPOTOPAKCOM. JIedeHne IPOBOAUTCS
IO NIPaBHJIaM BEICHUsI OOJIHBIX C THOWHBIM IIeBpUTOM. CMepT-
HOCTb Ha (hoHe Teparuu coctapiseT okono 20% [103].

Mowuesasn ungexyus. Habmonaercs y 5-25% OonbHbix. B
70% cnydaeB BoiceBaeTcs E. coli. [1o HEKOTOPBIM JTaHHBIM, Y
40% OONBHBIX LUPPO30M UMEIOTCS MPU3HAKU XPOHUYECKOTO
nuenonedputa. [IpuONIM3UTENEHO B OJOBHHE CIyYaeB MPOTe-
KaeT OeccuMnToMHO. XOTs cama 110 cebe MoueBast HHMEKIUS He
SIBJISICTCSI TPUYUHOM JIETAILHOTO MCXO0/1a, Ha ee oHe pa3BUBaeT-
cst 10 50% ot obuiero yrcna ciyyaeB Oakrepuemun, 20% CBIT
U OTJICNIbHBIC ClTyyan OakTepuanibHOro sHaoKapaura [102].

Baxmepuemus. YacTora BBISIBICHHUS COCTaBIAET OT 7 1O
20%. B oTnnume ot opraHHbIX HH(EKIHM B KaueCTBE ATHOJIOTU-
4ecKoro (axkropa rnpeodiiaiaet rpaMIoIoKuTeIbHas iopa: St.
aureus U pa3iHYHbIE BUIbI CTPENITOKOKKOB (b-reMOIUTHYe CKUA,
pneumoniae, viridans). M3 rpamoTpunaTenbHBIX MHKPOOPTa-
HU3MOB Haubosee yacto BeiceBarotes E. coli, Kl. pneumoniae,
Proteus. Mcrounnkom GakTepueMun HanOojee 4acTo CIyKUT
MHQEKIUsS IbIXaTeNbHBIX MyTeH WK MOYeBast HHMEKIHs; BO3-
MOKHO TaKKe CIIOHTAaHHOE MH(GHUIUPOBAHNE KPOBH KUILIEYHON

MuKpodopoit. Hanbosee 4acThIM KITMHUYECKAM IIPOSBICHUEM
SIBJISIETCS BHE3AITHOE HEOOBSICHIMOE yCyryOneHue dHIedano-
natun. O0mas etanbHOCTh gocturaet 70% [102].

bakmepuanouvii snooxapoum. Penkoe oCIOXHEHUE
ppo3sa, Habmopatomeecs B 0,34-1,33% ciyuyaeB. OnucaHo
€ro pasBUTHE Ha ()OHE AIKOTOJIBHOTO, ayTOMMMYHHOTO, Hep-
BUYHOTO OMiIMapHOro nupposa. B xauecTBe Bo30ymurtenei
npeodiiajaloT TpaMOTpUIaTebHbIE MHKPOOPTaHU3MBI, St.
aureus U CTPENTOKOKKHU. B psne ciydaeB Bo3HUKaeT Ha (oHE
reHepaln30BaHHON MTHEBMOKOKKOBOM MH(EKIHH, Hanbolee
YaCTBIMU OPTaHHBIMU NPOSIBICHUSMH KOTOPOW SIBISIIOTCS,
KpOMe 3HJOKapuTa, MEHUHTUT U IHeBMoHus. Hepenko pas-
BUBAETCS Ha (POHE JKEIYAOYHO-KUIIEUHOTO KPOBOTECUEHUS;
W3 CONYTCTBYIOIIMX 3a00JIeBaHUN OTMEYAIOTCS CIIOHTAHHBIN
GakTepuaNbHBII MEPUTOHUT, MOYEBas MHMEKIMS U ITHEBMO-
Hus. [TopaxkaeTcst npeMMyIIeCTBEHHO MUTPAJIbHBIN KJlaraH, B
OONBIIMHCTBE CIy4aeB Ha (JOHE ero BPOXKACHHBIX WU IPUOO-
pereHHbIX aHoMaunuii. JleranpHOCTH TocTuraer 80%. YunTeiBas
9TO, PEKOMEHTyeTCs POBEJCHUE aHTUOMOTUKOIIPODHUIIAKTHKH
BCEM OOJIBHBIM [IUPPO30OM C HATMYHEM aHOMAIBHBIX X TIPO-
Te3upoBaHHBIX Kiananos [102, 103].

Jpyrue 6akTepranbHble HHOEKINHT, K KOTOPHIM OTHOCSTCS
MEHMHTHT, JIETOUHBIE U BHEJIErouHble (OpMBI TyOepKynesa,
THOWMHBIN XOJIAHTHT, CTOMATOJIOTHYeCKass MHDEKIHs HaOroIa-
10Tcs pearo. KimHnueckas kapTuHa nx B OOJNBIIMHCTBE CIy4acB
cTepTas, NPHKU3HEHHAs IMarHOCTUKA 3aTpyJHEHa.

[ pubrosas ungexyus

Iuppo3 Takxke NOBBIIAET BEPOSTHOCTH TPUOKOBON HH(DEK-
11y, BeI3BaHHOU Cryptococcus neoformans, KoTopast 00BIYHO
MOpaXkaeT MalMEeHTOB C CHHAPOMOM IMPUOOPETEHHOTO0 UMMY-
Hopeduura [106]. ['pnOkoBass MHGEKIMS BBHI3BIBAET CIIOH-
TaHHBIA IEPUTOHUT, HO C TIOBBIIICHAEM YUCIa JIUM(OLUTOB, H
ACCOLMUPOBAHA C OYE€Hb BBICOKOM JIETATEHOCTBIO M3-3a O3AHEH
nuarHoctuku [107, 108].

Cunopom cucmemrnozo eocnanrumenvrHozo omeema (SIRS),
cencuc u yuppos

Cerncuc onpenensercs kak SIRS npu Hannuuy naroreHHoH
nHdexmu. O6branHbIe Kputeprn SIRS HMEIOT HU3KYTO 4yBCTBHU-
TEIBHOCTh ¥ CHELU(PUIHOCT Yy MAMEHTOB ¢ LUPPO30M, MO-
CKOJIbKY OHH MOT'YT IpUCyTCTBOBaTh B 10-30% Oe3 OakTepralib-
HbIX nH}ekmi. Kpome Toro, y naiiueHToB ¢ IUPPO30M MEeUEHH
MOTYT He HaOJIIoAaThesl HeKoTopble cuMnToMbl SIRS, Takue kak
TaxXUKapaust u3-3a 0eTa-00KaTOpHON Tepanuu. AJeHKONEeHUs
MOXET HaOIIOIAThCS TP THIepcIuieHn3Me. JlaHHbie GpakToph
MOTYT NPHUBECTH K HEIOOLEHKE WM MEPEOLCHKEe HATUYUS
SIRS [111]. ITpu SIRS HabnrogaeTcst MUTOKMHOBBIN LITOPM C
npeobIagaHueM MPOBOCTIANNTEIbHBIX [INTOKUHOB, TAKUX KaK
TNF-, IL-6 u [L-1, 9To IpUBOIUT K pa3INIHBIM U3MEHEHUSM B
KOaryJIsiLIMOHHOM KacKaJe ¥ CHCTeMe KpOBOOOpAICHHUSI.

VY nmamueHToB ¢ IUPPO30M IOBBIIIEHHBIH PUCK pa3BH-
tus SIRS, nockosnbKy OHM yBEIMYMBAIOT YPOBHM DHJOTOK-
cuaoB, TNF-a, IL-6 u okcuIa a30Ta M CHIXKAIOT YPOBEHD
C-peakTuBHOTO Oenka M (PakTOPOB CBEPTHIBAHUS KPOBH 8.
SIRS siBisiercst mpuunHOit okoio 10% rocnmranu3anuii cpenu
91Ol rpynmnsl nanueHToB. SIRS uaie BeTpedaercs y narueH-
TOB C IMO3JHUMH CTaIMSIMU LUPPO3a MEUEHH U KOPPEIUPYeT
C KOJIMYECTBOM OCJIOXKHEHMH, TAKMMH KaK [IEUYCHOYHAs HHIIE-
(anomnaTHs, KPOBOTECUCHNE M3 BAPUKO3HBIX BEH M IMOYECYHAS
HEJOCTaTOYHOCTh U JIETAJbHOCTh. bakTepuaabHble TOKCHHBI
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(T.e. Mnononucaxapuabl U3 rpaMOTPULATEIBHBIX OaKTepHUi
U TENTHIO0TIHKAHOB/TUIIONENTHIOB U3 TPAMITOJIOKUTEITbHBIX
GakTepuii MHULMUPYIOT KacKal PeakIfid, KOTOpbIe MPUBOIST
K BBIOPOCY MPOBOCHAIUTEIbHBIX TATOKUHOB, YTO MPUBOIUT K
COCTOSIHUIO YPE3MEPHOT0 BOCTIAJICHHUSI.

Taxoke HaOMONAETCSA YBEIMUYEHUE IPOAYKIIUH CYTIEPOKCH-
J10B, okcuza asota Bo BpeMsa SIRS, uro npuBogur x okuciu-
TEJIBHOMY cTpeccy M Basoruieruu. IlporpeccupoBanue Bocmna-
JIUTEIBHBIX IPOLIECCOB IPUBOAUT K HAPYLICHUIO OKCUTCHALIHH,
HEKpO3y KJIETOK, aronTo3y M, B KOHIIE KOHILIOB, K OpPraHHOM
HenoctatouHoctd U cmeptu [107, 108]. IIpodunakruueckoe
NpUMEHEHNE aHTHOMOTHKOB, AILOYMUHA H PaHHSSI THArHOCTHKA
U Je4eHne OakTepuaabHoi HHPEKIINU HeOOXOMUMBI AJIS YITyd-
mieHus uexoza cencuca u SIRS npu nuppose neyeHu.

Pons GuomapkepoB Bocnanenus, Takux kak CRP u mpo-
KaJBIUTOHUH, U3y4alach y MalMeHTOB ¢ LUPPO30OM M ObLIa
MPU3HAHA [OJIE3HOM [UIS BEISIBIICHUS CETICHca.

IIpokanbIUTOHUH SIBIISIETCS HOBBIM OMOMapKepoM OakTe-
PHATBHON HHGEKIMHU C eTO YyBCTBUTEIBHOCTHIO U crielnpuy-
HOCThIO 81,5% 1 87,3% COOTBETCTBEHHO. YCTaHOBIICHO, UTO
MOBBILICHHBIE YPOBHHU NpokansiuToHnHa 1 CRP koppenupyor
C MCX0/1I0M cericuca npu nuppose nedenu. CRP ObiBaer mo-
BBILICHHBIM Y OOJIBIIMHCTBA MAllUEHTOB, HECMOTPS Ha KyIIH-
poBanue OakrepuanbHOU uHOpekiuu [111]. Takum obpazom,
LUPPOTUYECKAsi IMMYHHast TUC(yHKIUS IPEeICTaBIIeT CO00M
CIIOKHOE SIBJICHHE, BKJIIOYAIOIEe MHOXKECTBO MEXaHU3MOB U
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MPUBOJIAIIEE K PA3TIHYHBIM OCIOKHEHUAM. LIHppo3 siBisieTcst
UMMYHOKOMIIPOMETHPOBAHHBIM COCTOSIHUEM, COTIPOBOXKIAI0-
IIUMCs 60JIee BEICOKOM IPEAPACIIONOKEHHOCTHIO K PA3THIHBIM
nHpeKuusIM, Hanboyee pacnpoCTPaHEHHBIMH H3 KOTOPBIX
SIBISIFOTCSL TpaMoOTpHLaTenbHbie 0akTepun. [loBbimieHHAS
OakTepualibHas TPAHCIOKAIHS N3-3a CHHYKEHHSI MOTOPUKH KH-
[IEYHUKA U TIOBBIIICHHON TPOHUIIAEMOCTH SIBIISICTCS BAXKHBIM
STHONOTHYECKUM (PaKTOPOM BO3HHKHOBEHHUSI UMMYHOJIOTHYE-
CKOW JUCQYHKIINH.

OpHaKo, HECMOTPSI HAa MOHUMaHHE OOIIMX MEXaHU3MOB
UMMYHHOH IUC(YHKINHN, HEOOXOOUMBI JalbHeHIe nuccie-
JOBaHUSI TS pa3paboTky SPPEKTUBHBIX MPO(UITAKTHUCCKUX
Mep AJsl PEIOTBPALICHUST HH()CKIIMOHHBIX OCIOXHCHHN Y
MAUEHTOB C IIUPPO30M IMEUCHH.

IIpo3paunocms uccireoosanus

Hccnedosanue ne umeno cnoncopckoti noooepoickit. Aemoput
Hecym NOIHYIO0 OMEEMCMBEHHOCHb 3d NPEOOCMABLEHUEe OKOH-
uamenbHol 8epcuUl PyKONUCU 6 neuamo.

Jexnapayus o gpunancosvix u opy2ux 63aumMoOmMHOUEHUAX

Bce agmopbi npunumanu yuacmue 8 paspadomxe KoHyenyui
cmamuu u Hanucanuu pykonucu. OKoHuyamenvHas 8epcusi pyKo-
nucu 6vl1a 0000peHa gcemu asmopamu. A6mopsi He noy4anu
20HOpAp 3a CIMAMbIO.

Kongpnuxkm unmepecos

Asmopul 3as61510m 006 OMCYMCMEUY KOHQIUKMA UHMEPECOB.
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