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B paboTe IpeACTaBACHBI Pe3yABTATHI IATOT€HETHIECKOM, KAMHUKO-AHATHOCTHIECKOM U IIPOrHOCTHIECKO 3HAYH-
MOCTH HyKA€OTHAHBIX IIOAUMOPYH3MOB [€HOB, ACCOLIMUPOBAHHbIX C HeCIIel[pUIeCKUMH BOCIIAAUTEABHBIMY 3260Ae-
BAaHISIMU KUIIEYHHKA AASL OLIEHKH [IPOTHO3a OIIEPATHBHOIO A€YEHHUsI. YCTAHOBAEHO, YTO HanOoA€ee IepCIIeKTUBHBIMU
SIBASIFOTCSI HYKAeOTHAHbIe ToAUMOP¢uaMbl reHoB NOD2 u TNF-a, BbIsiBA€HIEe KOTOPBIX IO3BOAUT OOBEKTUBHO IIPO-
THO3KUPOBATh HEOOXOAUMOCTD U 9 PEeKTUBHOCTD XUPYPrUIECKOTO BMELIATEABCTBA, B TOM YHCAE [TOCACOIIEPAL[IOHHBIX
PELMANUBOB IIpH Hecneuncpnqecxux BOCITAAUTECABHBIX 3a6OAeBaHI/ISIX KHUIICYHHKA.

Kazouessnie caoBa: NOD2, TNF-a, boaesrv Kpoua, 136eHHblil KoAum, xupypauseckoe Ae4eHue.

This work presents the results of pathogenetic, clinical diagnostic and prognostic significance of genes’ nucleo-
tide polymorphism connected with nonspecific inflammatory bowel disease for the surgery prognosis evaluation.
It is determined that the most perspective are nucleotide polymorphism of genes NOD2 and TNF-a. The identifica-
tion of those genes’ nucleotide polymorphism will afford to forecast objectively the necessity and effectiveness of

surgery including surgical recurrence at inflammatory bowel diseases.
Key words: NOD2, TNF-a, Crohn's disease, ulcerative colit, surgery treatment.

BBEJIEHUE

ITospimenue 3¢$pQPEeKTUBHOCTH AMAarHOCTHUKH,
NpOPHAAKTUKU M A€UeHMs HecnelMPUueckux BOc-
IAAMTEeABHBIX 3aboAeBanmit kumeunuka (HB3K),
a umenno 6oaesan Kpona (BK) u s3BeHHOrO KO-
auta (SIK), sIBASIeTCS OAHOM U3 AKTYaAbHbIX 3aAaY
ractpooHTeposorun [1]. OtcyTcrBHe OAHO3HAY-
HOTO IPEACTABACHHUSI 00 3THOAOTMH U IIATOTeHe3e
HB3K npuBOAUT K MO3AHEN AMAaTHOCTHKE 3THX 3a-
60A€BaHMI M, COOTBETCTBEHHO, K HEaACKBATHBIM
U MaAOdpPEKTUBHBIM NPOPUAAKTHKE MU ACUEHHIO
U B KOHEYHOM HTOTe OBICTPOMY CHIDKEHHIO Kade-
CTBa JKU3HH, TSOHKEABIM OCAOXKHEHHSIM, MHBAAMAU3A-
MM U AeTaAbHBIM HcxopaM. Curyaunms ycyry6as-
eTCsl TeM, YTO, HECMOTPSI Ha Pa3pabOTKy PasHOO-
OpasHBIX METOAOB AUATHOCTHKH, IPOTHO3HPOBAHMUS
u npoduaakrukn HB3K, mpakrmyeckum Bo Bcex
CTpaHaX YCHAMBAETCS TEHAEHLUS K YBEAUYEHMIO
IoKa3areAell 3a00A€BAEMOCTH U PACIPOCTPAHEH-
Hoctu BK u K. B wactaocTn, B HopBernu otme-
9eHO 3-KpaTHOe yBEeAWYeHHe KOAWYeCTBA CAydaeB
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K u 3-5-xparsoe — BK B mepuop ¢ 1946 no 1969r.
(Taba. 1). Caepyromuit PE3KUI CKAYOK €XKErOAHOIO
npupocTa caydaes K ¢ 3,9 a0 10,0 u BK ¢ 1,2 p0
3,5 ma 100 TpIC. HaceAeHHs BBISIBAEH B 1976-—
1986 rT. B paAbHeMIIEM TeMIIbI eXKeTrOAHOTO IIPHPO-
cra caydaeB K u BK xots u 3amepasiaucy, HO TeH-
AHIIUS IIOCTOSIHHOT'O POCTA 9TOM IMATOAOTUH COXpa-
HSIeTCS AO HacTosmero Bpemerd |2, 3]. Boaee Toro,
pacTeT 3a00A€BaeMOCTb U B CTPaHAX, B KOTOPBIX
paHee OHa CyMTaAach HH3KOH — Smonmu, IOxHOI
Kopee, Cunranype, MlapAnu u crpanax AaTHHCKON
Awmepuxu. Ilo MarepmasaM, NpeACTaBAGHHBIM Ha
1-M MexayHapoaHOM coBemannu mo HB3K (MaA-
pHA, 2000), B CAGAYIOIIUE ACCATHUAETHS IIPOrHO3H-
pyercs «amupemusi> HB3K B Bocrounoit Espomne
(B Tom uncae B Poccun) u Asuu [4, S]. B wacrHo-
crr, B MockoBckoit obaactu u CeBepo-3amapHoM
pepepasbHOM OKpyre B mepuop 1996-2000 rr.
pacnpocrpanenHocts K cooTBercTBOBara ca-
MBIM HHU3KHM ITOKA3aTEASIM B IOXKHBIX eBPOIIEHCKHUX
CTpaHax (Wrasms, Vicnanus, ITopryrasus u Ap.),
a 3260A€BaeMOCTb 3HAUHTEABHO HIDKe (TabA.2, 3),
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noxkaszarean BK mamuoro HIDKE, HO COOTBETCTBYIOT

PaHHKMM €BPOIENCKUM AAHHBIM [6].

Pe3yApTaThl MPOBEACHHOTO HMCCAEAOBAHHS IIO-
Ka3piBatoT, uro B Kysbacce pacmpocTpaHeHHOCTD
u 3aboaeBaemocts HB3K coorBercTByeT TakoBbIM
nokasareasm B Epone (taba. 1, 2). B ractpoanre-
poaormdeckom oraerenun I'AY3 «Kemeposckas

obAaacTHag KaMHUYeckas 6oapHHUIIA» ¢ 2006 I. co3-
AQH H ITOCTOSHHO IIOIIOAHSIETCS PETHCTP IAIlueHTOB
¢ HB3K. Ha AaHHBIM MOMEHT OH BKAIOYaeT Goaee
600 gesoBek. 3a mepuop 2006-2011 rr. 65180 mpo-
Aeyeno 498 manmentos ¢ HB3K (saperucrpupo-
BaHHBIX B KeMepoBckoit 06AacTH), U3 HUX 60ABHBIX
SK - 374, BK — 124. 3a aT0 BpeMs OTMeYeHO yBe-

Tabaumna 1
3aboaesaemocts HB3K B Hopseruu ¢ 1946 101993 .
(arcA0 HOBBIX cay4aes Ha 100 TbIic. HaceAeHHS B rop)
O6aactp Iepuog K BK SK : BK
Pasurie 1946-55 0,7-1,4 - -
Pasusle 1956-63 1,1-2,7 0,1-0,4 10,4
Pasurie 1964-69 3,1-3,9 0,5-1,2 3,2
fOro-3anaanas Hopserus (Bepren) 1976-80 10,0 3,5 35
3anmaanas Hopserus 1983-85 14,8 (12,5-18,4) 4,7-6,6 -
Cesepnas Hopserus 1976-80 9,5 -
Cesepuas Hopserus 1983-86 | 12,8(11,6-13,5) 5,4 (3,9-6,7) -
IOro-socrounas Hopserus (EC - IBD) 1990-92 12,5(11,4-13,9) 5,5 (4,6-8,3) -
IOro-socrounas Hopserus (EC - IBD) 1990-93 13,6 5,8 -
Hopserus, Ocao (EC-IBD) 1990-93 15,6 7,9 -

Ipumeuanue. Ykasansl cpepHue 3HadeHms 3a0oaeBaeMoctrt HB3K i nuTepBass: xoaebanuit B 3—4 okpyrax co-
oTBercTBytomeit o6aactu Hopsernu (o pannbiM M. Vain ¢ coast. (1994) c poomoaneHusMH).

Tabanma 2

3a6oaesaemocts HB3K B Mtaauu c 1972 mo 1993 r. (uucao HOBbIX cay4aes Ha 100 Thic. HaceAeHHS B rcL)IA)

Obaacts Iepuog, K BK
Boaonpsa 1972-73 1,9 3,8
Boaousst 1986-88 5,0 2,0
Boaonbs 1986-89 5,0 27
daopenrys 1978-87 1,5-5,0 0.6-1,9
®aropennus (EC-IBD) 1990-93 8,7 3,3
ITaaepmo 1987-89 - 2,7
ITaaepmo (EC-IBD) 1990-93 11,0 6,6
Cesepnas Uraaus (EC-IBD) 1990-93 7,6 2,5

ITpumeyanue. YKasaHsl cpepsHre 3HadeHns 3a0oaeBaemMoctt HB3K. Aas Qaopenrimu ykasaH pocT mokasaTeas 3a
10 aer (ITo aammbmM P. Bianchi et al. (1994) ¢ soomoanenmsamz. ).

Tabauna 3

Onupemuonorudeckas xapakrepucruka HB3K B MockoBckoit o6aactu Ha 1996 1 2000 rr.
(mra 100 ThIc. HaceAeHHs)

3aboaesanne | Top |Ymcao 6oabmbix | Pacpocrpanensocts |3aboseBaemocts | SIK : BK | M : JK | Topoa : ceao
1996 1142 22 - - - -

HB3K 99 &
2000 1255 - - - - -

JK 1996 989 19,3 1,2 65:1 [1:1,1 3:1
2000 1079 20,4 1,7 55:1 - -

EK 1996 153 3,0 0,3 - - -
2000 176 3,7 0,6 - - -
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AvdYeHHe KoAMdecTBa 60AbHBIX Ha 30,1%, mpuyem
TEMIIbI POCTa 3HAYUTEABHO BBINIE B IPYIIIIE MaljUeH-
10oB ¢ bK. Ha MoMeHT mocraHoBku amarHosa 14%
(SK) 1 50% (BK) 60AbHBIX MMeAU XHPyprudecKue
ocAoKHeHHs (IepdOpalHio, OCTPYIO KHUIIEYHYIO
HEITPOXOAMMOCTD, MACCHBHBIE KHIIEYHbIe KPOBO-
TequI/m) , a 19% manuentos ¢ BK pAnarao3 6p1a mo-
CTaBAEH IIPH ITPOBEACHHHU AATIAP OCKOIIUHL.

YcranosaeHo 6oaee 100 reHoB, HOAUMOPPH3M
KOTOPBIX cBsizaH ¢ passutuem HB3K [7]. Oru re-
HbI KOAUPYIOT O€AKH, YIaCTBYIOLIUE B PSIAE TOMEO-
CTaTMY4EeCKUX MEeXaHU3MOB: peIeTOPOB BPOXK-
aennoro mmmynutera (NOD2/CARDIS, TLR4,
CARDY), auddepenuuposke Thl7-aumdonuTos
(IL-23R, JAK2, STAT3, CCR6, ICOSLG), moa-
AEpXKAQHUH IIEAOCTHOCTH JIIHTEAHAABHOTO Gapbepa
(IBDS, DLGS, PTGER4, ITLN1, DMBT1, XBP1),
OpPKeCTpPOBKE BTOPHYHOTO HMMMYHHOTO OTBeTa
(HLA-peruona, TNFSF1S/TL1A, IRFS, PTPN2,
PTPN22, NKX2-3, IL-12B, IL-18RAP, MSTI)
u ayTodaruu [8].

BmecTe ¢ TeM HMeIOTCS AQHHBIE O TOAUMOPPH3-
Max IeHOB, KOTOpble IO3BOASIIOT IPOTHO3MPOBATH
HeOOXOAUMOCTD 1 9P PEKTUBHOCTD XUPYPIHUIECKOTO
BMEIIIATeAbCTBA, B TOM YHCA€ ITOCAEOIEePAIIHOHHbIX
penupusos npu HB3K. ITo Muenuro OOABITMHCTBA
3apyOeXXHBIX HCCAEAOBATEAEH, HanboAee IepCIIeK-
THUBHBIMU U3 HUX SIBASIIOTCS TIOAUMOPQHU3MBI T€HOB
NOD2 u TNF-a.

LleAb nccaepOBaHIS — U3YIUTD BO3MOXXHOCTH MO-
AEKYASIPHO-TEHETHYECKON OLIEHKH HeOOXOAMMOCTH
u 9¢pdexTuBHOCTH XHpyprudeckoro aedenus HB3K.

MATEPUAJI U METO/IbI

ITpoBepeH aHAAM3 POCCHICKHX U MeXAyHa-
POAHBIX OMOAOTMYECKHX M FeHETHYECKHX 0a3 AaH-
uerx  (GENATLAS, BioNetBuilder, GenCards,
SNPdbe, Genelndex, The Human Gene Mutation
Database u Ap.), a TakXe OTE4ECTBEHHBIX U 3apy-
OEeXHBIX AUTEPATYPHBIX HMCTOYHUKOB. Ilomck Au-
TepaTyphl 110 BbIOOpPY HamboAaee HMHPOPMATHBHBIX
TeHOB U MX IOAMMOPQH3MOB, OIPEACASIOMUX 3¢-
pexTHBHOCTP U 6E30IACHOCTb XUPYPrHIECKOTO
aevenuss HB3K, ocymecTBasam ¢ moMompro aH-
TAOSI3BIYHOM DAEKTPOHHOM cucTeMbl «PubMed»
(http://www.pubmed.gov), orbupaAn IrybAmKa-
UM [PeMMyINeCTBEHHO B JKypHaAax <«Journal
of Applied Physiology>», «European Journal of
Applied Physiology», «European Journal Human
Genetics», «Human Genetics», «Metabolism>,
«®@usnosorus yeaoBeka», «Poccuiickuit $pusmo-
aormyeckuit xypHaa uM. M. M. CeyenoBa>», «Gas-
troenterology», «Annual Reviews», «Annals of
Surgery>, «Poccuiickuit >KypHaA racTpOIHTEPOAO-
THH, FeTIATOAOTHH, KOAOIIPOKTOAOTHH > .

VICKAIOWAaAHCh Te CTaTbH, B KOTOPBIX He OblAQ
IIOKa3aHa CBSI3b BAPHAHTA IeHa C KAUHUYECKHM Te-

geHneM U apPexruBHOCThIO AeveHns BK u AK
UAU TIpEACTaBAEHHblE AAHHbIE IPOTHBOPEYHAM
OOLIENIPUHSATHIM, TAKXKe HE YIMTBIBAAHCH HCCAE-
aoBanua Hecnenuomuecknx aaa HB3K renern-
4eCKMX MapKepoB %)I‘eHbI CHCTeMBI AeTOKCUKAIUH,
MHAMBHAYAAbHOMN YyBCTBUTEABHOCTH K ITHIEBbIM
IIPOAYKTaM U AD.).

AHaAM3 AMTEpaTyphl IOKa3aA, YTO MMEIOTCS
ybeAuTeAbHbIE AQHHBIE O ACCATKAX MAPKEPOB, ACCO-
[IMHPOBAHHBIX C OCOOEHHOCTSIMH KAHHHYECKOTO
TedeHHs U dpPexruBHOCThIO AeveHHns BK u SK,
CPeAl KOTOPBIX AAS HCCA€AOBAHMS OBIAU BBIOpa-
Hbl HYKACOTHAHbIE IIOAMMOPQU3MbI ABYX T€HOB —

NOD?2 u TNF-a.
PE3YJIBTATBI 1 OBCYXXJIEHUE

NOD2. B 2001 r. Hugot u Ogura ¢ kosseramMmu
HEe3aBHCHUMO APYT OT APYra AOKa3aAHM CyIIecTBO-
Banue cBsasu BK u rera NOD2/CARDIS (nucleo-
tide-binding oligomerization domain-containing
protein 2), PaCIIOAOXKEHHOTO Ha AAMHHOM IIA€Ye
16-i1 xpomocomsl B pepesax aokyca IBD1. TToay-
YeHBl AAHHBIE, IIOATBEPXKAAIOIIUE TeHeTHYEeCKYIO
AETEepMHUHHMPOBAHHOCTb HEAOCTAaTOYHOCTU HMMY-
HOAOTMYECKUX AHTHOAKTEPUAABHBIX MEXAHH3MOB
npu ¢ubpocrenosupymomeit ¢popme BK Tomkoi
knmky. VIMMyHOAOTrHMYeckne H3MeHeHHS CBs3a-
HBI C BBIKAIOUEHHEM QYHKIIUH SAePHOro ¢$akTopa
NF-kp (nuclear transcriptional factor kappa P),
obycaoBaenHbiM MyTanusmu rena NOD2. Beaok
NF-kp mpuHapaexuT x ceMbe (AKTOPOB TpaHC-
KPUIILIUH, AKTUBUPYETCS ITOA BAMSHHEM Pa3AMYHbIX
GaKTepPUAABHBIX H BUPYCHBIX KOMIIOHEHTOB, IIUTO-
KMHOB U MEAUATOPOB U SBASIETCS IIOAUTPOIIHBIM
PeryAaTopoM MHOTUX BOCITAAMTEABHBIX M HMMY-
HoAormdeckux peaknumil [9]. Byayum axrusmpo-
BaHHbIM, IlepeMellaeTcsl M3 LUTONAA3Mbl KAETKH
B ee SAPO, TA€ CTUMYAUPYeT TPAaHCKPHIILIUIO I'eHOB
U PeryAMpyeT NMPOAYKLIMIO Pa3AMYHBIX ITMTOKMHOB
(IL-1, IL-2, IL-6, IL-8, TNF) u MOAEKYA apre3uu
aetikorutos (ECAM).

Tpu ocHOBHBIX reHeTHyeckux BapuanTa NOD2
(aBe Muccenc Mmyramuum — R702W, rs2066844
u G908R, rs206684S, a Taxoke MyTalus CO CABUTOM
pamku cumtbiBanus 1007fsinsC, rs41450053) npu-
BOAAT K 3HAUMTEABHOMY COKpAIleHHIO UAM IOTepe
¢ynxuun rera NOD2 3a cueT CHIKeHHS aKTUBAIIUU
NF-kp B oTBeT Ha AefiCTBHE IPOTEOTAUKAHOB CTEHKH
GaKTepHil, 9TO, B CBOIO OYepPeAb, IPHBOAUT K Aedek-
Ty BHYTPHKAETOYHOH OAKTEPUIIMAHOCTH M IIOBbI-
IIEHWIO YyBCTBUTEABHOCTH K ODAMIATHOM M YCAOB-
HO-TIATOT€HHOM MHKPOPAOpEe, Pa3BUTHIO XpOHMYE-
CKOM MHQEKIMU BHYTPUKAETOYHBIMM IIaTOT€HAMHU.
AQHHBIe MyTallUK COYETAIOTCS C BBICOKOM YyBCTBHU-
TeabHOCTBIO K BK B eBpomeiickoil 1 aMepuKaHCKOM
MIOIIYASIIIUSIX, B TOM YHCA€ U3BECTHBI CAYYaH, KOTAQ
Takoe BAMsIHHE Boobme orcyTcrsyer [ 10-12].
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Bmecre ¢ TeM ycTaHOBAEHO, YTO TOAUMOPQHDIE
BapuanTsl reda NOD2 npu BK pocroBepHO acco-
ITMMPOBAHBI C ONPEAEACHHbIMH KAMHUYECKUMH IIa-
pameTpaMu 00A€3HH, 0COOEHHOCTSMU TEUEeHHs 3a-
60AeBaHMs, a TAKOKe HEOOXOAMMOCTBIO 1 9P PeKTHB-
HOCTBIO OIIEPaTHBHOTO AeYeHMd. Taxoke M3BECTHO,
4TO HYKACOTHAHBIE IOAMMOpQu3mbl reHa NOD2
CBSI3AHBI C IOAB3AOLIHON AOKAaAM3anuen 6OAe3HH
M Pa3BUTHEM KHIIEYHBIX CTPUKTYp, YTO, B CBOIO
o4yepeAab, MOXET CAYXXKHTb TOYHBIM IIPOTHOCTHYE-
CKMM (QaKTOPOM AASL PaHHETrO XUPYPrHYecKOTro Ae-
YeHHs] M CIOCOOCTBYeT MPOBEACHUIO ITOBTOPHBIX
oneparmii [ 13-19].

B wactHOCTH, OTMeueHO, uTO MyTanus R702W
XapaKTepHa AASl TepMHHAaAbHOTO HAenTa bK; myTa-
st G908R HAOAIOAAETCS IIPU CTPUKTYPHPYIOLIEM
BApUAHTe TeYeHUs] TEPMUHAABHOTO HAEHTA, Tpeby-
IOI[eM OIIePATUBHOTO AedeHws; MyTanus 1007fsins
ACCOLMMPOBAHA C MOAOABIM BO3PACTOM, OCTPhIM
HAYaAOM, AOKAAHM3AIHell BOCIIAAUTEABHOTO IIPOIiec-
Ca TOABKO B IIOAB3AOIIHOM KHIIKE AU B COYETAaHHUH
C TOACTOM KHUIIKOM, pa3BUTHEM CTEHO30B, IeHeTpa-
LUl U PaHHeN HeOOXOAUMOCTBIO XUPYPIHIECKOTO
Aeyenus. Kpome Toro, MOHOITUTEI, BbIAGACHHbIE U3
kposu 6oapubix BK, Hecymux Bapumant 1007fsC,
IIPOSIBASIIOT CHIDKEHME ITPOU3BOACTBA IPOBOCIIAAU-
TeAbHBIX IUTOKUHOB, TNF-a, IL-6 u IL-8, a Taxxe
IIPOTUBOBOCIAAUTEAbHOTO InuTokMHa IL-10, uTo
TaKoKe BeACT K PaHHEMY OIlepaTMBHOMY BMelIaTeAb-
CTBY ¥ BBICOKOH 9acTOTe PelMANBOB [ 12].

TNF-a. Ten TNF (tumor necrosis factor) xap-
THPOBaH Ha XpoMocoMe 6p21.3 u mmeeT pasmep
2762 m.o. H3Bectrsr 60aee 30 moAnMOpQHBIX Ba-
PHAHTOB I'eHa, HO TOABKO OKOAO ITOAOBHMHBI M3 HMX
BAMAIOT Ha skcripeccuio TNF-a in vitro [20].

Cuntesupyemsiit 6eaok TNF-a cocrour wus
233 aMUHOKUCAOTHBIX OCTAaTKOB C MOAEKYASIPHOM

JIMTEPATYPA

Maccoit 25644 Da. Cps3biBaHMe AUTAaHAQ C pelier-
topamu TNF Bpi3biBaeT KOHPOpPMAIIMOHHbIE M3-
MEHEHHS B pellelITOpe, YTO IPUBOAUT K aKTHUBAITHU
reTepOAMMEPHOTO TPaHCKPHIIIIUOHHOTO ¢daKkTopa
u saeproro dakropa (NF)-kB. Yepes Tpancaoka-
ITMH B SIAP€ KATKH 9TO OIIOCPeAyeT TPAHCKPHIIIHIO
Pa3AMYHBIX OEAKOB, YIaCTBYIOIHX B BBDKIBAEMOCTH
KAETOK M poAnepality, a TAKXKe BOCIIAAUTEAbHYIO
peaxnuro. Msmenenus B peryasauuu TNF-a, B 9acT-
HOCTH yBEAHYeHHe BBIPAOOTKH, BOBAEUEHBI B pas-
HOOOpa3Hble ayTOUMMYHHBIE 3a00A€BaHIS, B TOM
gicae HB3K [21].

Hauboaee KAMHIYECKH BaXKHBIM IIOAUMOPU3-
MoMm reHa TNF-a mpu HB3K sBasercs myranus
308 G. ITo paunmbiM S. Cucchiara et al., J. Sycora
et al., manueHTHI, HecymMe 9Ty MYTALMIO, UMEIOT
3HAUMTEABHO OOABIINIT PUCK Pa3BUTHS AHKOAUTA
npu AK, yame ycTOMYMBEI K CTEPOUAHOH Tepanuu
npu bK u fIK, uTo, B cBOIO Ouepeab, yBeAUUHBaET
PHUCK IPOBEACHHUS KOAIKTOMHMU M Pe3eKIUH KH-
meyvHnKa [22, 23 ].

SAK/IIOYEHHE

TakuMm 00pa3oM, OIleHKa OCOOEHHOCTeN Hy-
KAGOTHAHBIX ITOAUMOP(U3MOB TI€HOB, ACCOIHHU-
posannbix ¢ HB3K, mospoaser ompepeanTs He
TOABKO TSDKECTb 3a00A€BaHHUA, AOKAAM3AIUIO IIa-
TOAOTHUYECKOTO IPOLIeCcca, OCOOEHHOCTH KAMHHIYE-
CKOTO TeueHHs, 3P PeKTHBHOCTh TePaNeBTUIECKO-
ro AedyeHHs, HO U HeOOXOAUMOCTD OIIePATHBHOIO
BMelIaTeAbCTBA. Hambosee mepcrieKTHBHBIMHU AASI
00DeKTUBHOM OIIeHKH IIPOrHO3a HEeOOXOAMMOCTHU
1 3¢ PeKTHBHOCTHU XHUPYPTUIECKOTO ACUECHHUS, B TOM
4UCAe TIOCAeoTepanMoHHbIX penuausos HB3K,
SIBASIIOTCSI HYKACOTHAHbIE IIOAMMOPQH3MBI T'€HOB

NOD2 u TNF-a.
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