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XAPAKTEPUCTUKA CKJIAAY MIKPO®JIOPU KULUEYHUKA Y XBOPUX 3 OIAPEEIO
TA NIAO3POKO HA CLOSTRIDIUM DIFFICILEAH®EKL,IIO

©l. A. BopoHKiHa3, C. C. Kxegpep, A. M. MaprouieHko, B. . lauyeHKo,
I. M. TapaHeHkKo, I. B. OBeTYMH

JepxcasHa ycmaHosa «IHcmumym mikpob6ionoeii ma imyHonoeii imeHi I. . MeyHukosa
HauioHaneHoI akademii MeouyHuUx Hayk YKpaiHu», M. Xapkis

PE3FOME. AKicHW Ta KiNbKiCHWI cKNag MiIKpodsiopu y LWIYHKOBO-KMLLKOBOMY TPAKTi MOXE 3MiHIOBATUCh Y 3a/1€X-
HOCTI Bif, Pi3HUX YNHHMKIB. MPK LbOMY B CZIN30BIN 0600HL MOXYTb BUHMKATWN 3amnasibHi Npouecu, AKi CNpUaTUMYTb
PO3BUTKY Takoi eHAoreHHoi iHdekuii, ak Clostridium difficile-indekuia (CDI).

MeTa — BUBYMTM XapaKTep 3MiH AKICHOro Ta KiJIbKiCHOro cks1aay MiKpodpopu KMWeEeYHNKAa Y XBOPKMX 3 Nigo3poto
Ha CDI.

Marepian i MeTogu. bakTepionoriyHMmM MeTogoM AOCNIAXKEHO 3pa3ku 6ioTnYHoro maTepiany (dbekanii), BigibpaHi
Bif 73 XBOpPMX 3 KJiHiYHMMMK npoaBaMun CDI. OTpuMaHi npobwu nignaranv AoCNig>KeHH Ha AncbakTepio3 Ta HaABHICTb
36yaHuKa CDI.

Pe3ynbTaTu. MNpn 0bcTexXeHHi XBOPUX 3 Aiapecto Ta niao3poto Ha CDI 36yaHwuk C. difficile 6yno BuaineHoy 9,7 %. Avc-
6i0TMYHI NOPYLUEHHA CK1aAY MiIKpodIOpY KMLLEYHNKA BUABJEHI Y BCiX 63 BUHATKY NaLjieHTiB. XapaKTep nopyLleHb Mik-
podsiopu B 060X rpynax BiAnoBiAaB 2 Ta 3 CTyNeHAM TAXKOCTI. Y nauieHTiB 3 HasaBHicTio C. difficile BUABNEHO 3HNXKEHY
KiNbKiCTb NpeAcTaBHUKIB HOpMobioueHo3y B 10 i 6inblie pa3iB, nepeBaXaHHA KOKOBMX GOPM y 3arajibHii KiJIbKOCTi
MiKpo6iB Ta niABULLEHHA KiIbKOCTi rpubiB poay Candida. Y cxemn KopeKLii CTaHy MiKpodiopu K1LeYyHMKa XBOPUX 3 Aja-
peamu, y dekaniax akux susasneHo C. difficile, nouinbHO BKAKOYATM NpenapaTy, HanpaB/eHi Ha enliMiHauio 36yaHMKa

(MeTpoHiaason, ¢igakcoMiumH Towo) abo NPOBOAMTY TPAHCMIAHTALLIO deKasibHOT MikpobioTu.
KJ1FOYOBI CJZIOBA: a1cbakTepios KMLLIEYHWKA; nceBaomembpaHosHnin koniT; Clostridium difficile-indexuia; 6akTe-

piosioriyHa AiarHocTumka.

BcTyn. Mikpodiopa KMLWKOBOFO TPaKTy € reTe-
POreHHO CYMILILWI MiKpoopraHiamiB. LUinbHiCTb
33cesleHHs1 6akTepiAMM TPaBHOro KaHany CKiagae
62113bKo 10'* 6aKkTepiaIbHNX KNITMH Ta Hanivye 6inb-
we 1000 pi3HuMx BuAiB 6akTepin [1, 2]. 3aBasku cne-
UndiyHMM aganTalinHUM MexaHizMaM Mikpodriopa
M€ HU3KY BaXNBUX YHKLiN: BioximMiuHy (Mpoayk-
Ljis 6i0/10riYHO aKTUBHUX PEYOBUH, BOJHO-COJ/TbOBUN
06MiH, OeTOKCMKAaLifl eK30reHHMX Ta eHOOreHHUX
TOKCMYHMUX cybCTaHUin), MeTaboniyHy (MeTabonizm
6inKiB, XMpiB Ta BYrneBoAiB), iIMyHHY (iMyHOreHHa
posib, $GOPMYyBaHHA iIMYHOOTYHOI TONEPAHTHOCTI
[0 XapyoBMX Ta MiKpOBGHMX areHTiB). TakoX MiKpo-
dnopa 3abesnevye KOIOHI3aLiMHY PE3UCTEHTHICTb,
€ 6iocopbeHTOM Ta CXxOBULLLEM MiIKPOBHOrO reHeTHny-
Horo maTepiany [3, 4, 5]. OTxe, MikpobioTa KuLley-
HKKa 3abe3neyye NOBHOLLIHHE iCHYBAHHA OpraHiaMy-
Xa3siHa Ta 340poB’A.

BraoBumi cknag Ta KisibKicHe CriBBiAHOLIEHHS Mik-
POOPraHi3MiB y HOPMi BiIHOCHO CcTabi/ibHI Ta XapakTe-
pU3ytoTb MiIKpOBIONOriYHNIA CTaTyC MaKpOOPraHi3my
(ey6io3). 3MeHLIEHHA KiNbKOCTI obniraTHOi Mikpo-
dnopu, AKa Mae BUCOKY aHTAroHICTUYHY aKTUBHICTb,
CTBOPHOE YMOBM AJ151 PO3BUTKY TaKUX BMAIB, IKi B HOP-
MasibHUX yMOBax 6y/in MpUrHiYeHi KOHKYpeHLieo 3
AKTUBHUMM CMMBIOHTaMK, abO TPAH3UTOPHO OMWHK-
JINCb B KNLLIEYHUKY. AKICHUI Ta KiJIbKICHWUM CKNaA MiK-
pobiB y LLUIYHKOBO-KULLIKOBOMY TPAKTi MOXe 3MiHIo-
BaTWCb 3aJ1€XKHO Bifg cnocoby xapyyBaHHS, BiKY, CTaTi,

BMJINBY 30BHILLHIX ¢$aKTOPiB, HAABHOCTI XPOHIYHUX
33aXBOPIOBaHb Ta iHWoOro [1, 2, 5]. Mpu LLbOMY MOXYTb
BMHWMKATM 3anaJibHi npouecu B Cn30Bi 06010HLj,
AKi CNPUATUMYTb PO3BUTKY TaKOi €HA0reHHo! iHbek-
uii sk Clostridium difficile-indekuia (CDI) [6, 7, 8].

C. difficile — rpamno3nT1BHA CNOPOYTBOPIOtOYA
nasan4yka, obniraTHMM aHaepob, pyxanBa, HaNeXnTb
00 dakybTaTMBHOI Mikpodiopu KuweyHuka. Mpea-
CTaBHMKM LbOro BMAY MOXYTb NMPOAYKYBaTU €K30-
TOKCMHM | BYTN NAaTOreHHMMK ANs Noaen i TBapuH.
BaxxnnBuin GpakTop NaTOreHHOCTi 36yaHMKa — aare-
3MBHA AaKTUBHICTb 40 KITUH eniTesito TOBCTOI KMLL-
KW. Y HOBOHapoa)XeHMx HakTepii 3'ABNSOTbCA BXe
Ha 6—7 feHb XNTTA. MakCMManbHa 4acToOTa BUAiNEH-
Ha C. difficile cnocTepiraeTbca y Bili 2—-8 micauis (o
50,0 % i BULLE), 10 2 POKiB YaCTOTa BUAIJIEHHS 3HU-
XY€ETbCA. BcTaHoBeHa npucyTHicTb C. difficile y Bu-
NOpPOXHeHHAX 3,0 % [0pOCAMX 340POBUX JIOAEN.
PiBeHb C. difficile y nopocnoi ntoanHn cknagae 10—
107 KYO/mn. Micna 60-75 pokiB crnocTepiraerbca
36iNblIEHHA piBHA NpeACTaBHUKIB poay KNOCTpUAIN
Ha $OHI 3HMXKEHHA KinbkocTi bidignobakTepin [2, 5].

Ynepuwe C. difficile 6ys Bnginenunin y 1935 poui
HollTa O'Toole, sk npeacTaBHUK HOPMasbHOT MiKpo-
dnopun HemoBnATK [9]. Y 1977 poui C. difficile Bn3Ha-
HO OCHOBHMM 36yAHNKOM aHTMBIOTMKOACOLiMOBaHO-
ro konity (AAK) [10]. Po3BuTKy iHdeKLii cnpuatoTb
He TiIbkn aHTMbakTepianbHi Npenapatu (nepuw 3a
BCe KNiHAAMILMH, aMiHoMeHiunniHy, uedanocnopm-
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HK Il nokoniHHA), a M 6yab-AKi iHWI NpenapaTty, 3aaT-
Hi NopyLwyBaTW iHANreHHY Mikpodnopy KMLLeYHMKaA
(NnpoTUNYyxAnNHHI 3acobu, npenapati NAATUHKU, UK-
knodocdamiaun, aHtumeTtabonitu) [11, 12].

MeTa focC/iA>KeHHA — BUBYMTM XapaKTep 3MiH
AKICHOro Ta KifibKicCHOro cksagy Mikpodriopu Ku-
LIEeYHNKA Yy XBOPMX 3 NiZo3poto Ha CDI.

MarTepianimeToam pocnip>keHHsa. [locnigxeH-
HS NpoBoAW/IOCh Yy labopaTopii aHaepobHuX iHbek-
uin (J1Al) Oep>kaBHoi ycTaHOBK «IHCTUTYT Mikpobio-
norii Ta imyHosorii imeHi I. . MeyHnkoBa HaujioHanb-
HOT aKaZeMii MeanYHNX HayK YKpaiHm».

0O6'ekm docnidxceHHs1 — 3pa3kn 6iOTMYHOro Ma-
Tepiany (dpekanii), wWo nignsranu aHanisy gns suaBs-
nenHs C. difficile Ta cynyTHbOI Mikpodopw, Bigibpa-
Hi Big, xBopuMx 3 nposisamMn CDI (HasiBHiCTb aiapei nic-
NS no4yaTky npurMomy aHTMbioTMKiB abo iHWKX
npenapariB «rpynn pusnky», CUMATOMU iHTOKCUKa-
Lii, KNWKOBI KpOBOTEYi, €HA0CKOMNiIYHi O3HAKM NCEB-
nomembpaHosHoro konity (MMK). Tpyny obcTexe-
HMX CKJ1ann 73 nauieHTn BikoM Big 20 go 60 pokis.

Mpn gocnigXXeHHi KOPUCTYBAIUCb MOXMBHUMU
cepepoBuamm BupobHuuTea HiMedia Laboratories
Pvt. Limited, (IHais), bioMérieux (®paHuis), FL medi-
cal (ITaniq), Jep>kaBHWIA eKCepuMeHTasIbHUIN 3aBoJ,
MeauyHuX npenapatis HAHY (YkpaiHa, Kuis). Moxus-
Hi cepeoBMLLA roTyBaIn BiAMNOBIAHO OO BUMOT BU-
pobHMKa. KOHTPOb SIKOCTI MNOXMBHMX CepefoBuLL,
NpoBOAMAN 33 peKoMeHAauiaMN GipM-BUPpOBHMKIB,
AKi BUKNageHo y cepTudikaTax 4o NpoayKLii, a Takox
3rigHoO 3 Ai04Y00 HOPMATUBHO JOKYMeHTaLieto [13].

Bigbip maTepiany npoBoAnAM Y CTEPUJIbHY NAac-
TUMKOBY EMHICTb B 06’eMi 5-10 M. JocniaxxeHHto nia-
nsiranun 3pasku piakux dekanin. Npu HEMOXNMBOCTI
[OCTaBKM 3pa3kiB Ao slabopaTopii NpoTArom 2 roamH
dekanii Bigbrpann y TpaHcnopTHy NpobipKy-TamMmnoH
3 cepenoBuLLeM EnmMca B 06’eMi He MeHLL Hix 5 M.

OTpuMaHi npobu nignsrann AoCNigXeHH Ha
ancbakTepios Ta HaaBHiCTb 36yaHMKa CDI.

JocniaxxeHHs Ha aMcbakTepios npoBoAMN 3a
3arasibHoNpuiHATO MeToaukoto [14, 15]. Ansa ob-
NiKy pe3y/bTaTiB AOC/IAXKEHHA Ha LWiJIbHUX MOXMB-
HMX CepeAoBMLLAX PAxXyBasiM KiNIbKiCTb KOJIOHIN Ta
pobuan nepepaxyHoK KiJibKOCTi MiKpOOpraHi3MmiB Ha
1,0 r dekanin. BU3HaYann HasiBHICTb NATOF€HHMX eH-
TepobakTepilt, 3arasibHy KiJIbKiCTb KMLLKOBMX MNafNYOK
(3 HMX E.coli 3 HOpManbHUMKN dEPMEHTATUBHUMMU
BJTACTUBOCTSIMM, 3i 3HUXKEHNUMMU, Ta JIAKTO30HEraTUB-
Hi), E.coli 3 remoniTM4HUMM BracTusocTaMn (Hly+),
MikpoopraHiamiB pogais Staphylococcus, Enterococ-
cus, Bifidobacterium, Lactobacillus, Proteus, Candida,
Clostridium, a TakoX YMOBHO MAaTOreHHUX E€HTepo-
6akTepin Ta P.aeruginosa.

loeHTndikauio cynyTHbOT Mikpodiopn nNpoBo-
AN 3arafibHONPUNHATUMM KJTACUYHUMK BakTepio-
JNIOFIYHUMM MeTOoAaAMMW.

CTyniHb ANCOIOTUYHMX NOPYLLEHb CKAAY MiKpO-
$1IopU K1LLIEYHMKA BCTAHOBJHOBA/M 3TiAHO 3 [16].

3 MeToto BuaineHnsa C. difficile pocnigxysaHui
MaTepiany KinbkocTi 0,1 M 3 po3BegeHb 10°-10°Bu-
CiBasIM Ha cenekTnBHUI GpyKTO3HMI arap — Clostri-
dium Difficile Agar (CDA) (HiMedia, IHgia) 3 cenek-
TMBHO Jobaskoto FD 010 (HiMedia, IHaiqa). Yalwku 3
nociBamu nomiwanm B aHaepoctaT 3 GEN box anaer
(bio Mérieux, ®paHuis). IHKybauia 3a 37° C TpuBana
3 nobwn.

MonepegHto ineHTUIKALO i30/1bOBAHMX KYJb-
TYP, WO BUPOC/IN HA LWiJIbHNX cepeoBuLax, pobu-
JIN 3a XapakTepHo MopdOoJIorielo KOJIOHIN, HasAB-
HicTO cneundiyHOro 3anaxy KpesoJsly «rHow», pe-
3y/ibTaTaMy Mikpockonii Ma3kiB, nodapboBaHmMx 3a
PaMoM (HasiBHICTb KpPYMHMX 3—6x1,3-1,6 HM rpam-
MO3UTMBHUX MAJSINYOK 3 OBaJSIbHUMK CybTepMiHaNb-
HMMK cnopamu) [17, 18].

Bu3HayeHHA 6ioXiMiYHOT aKTUBHOCTI BUAi/IEHUX
KyNbTyp NpoOBOAWAKN 33 Aonomoroto ctpunis Rapid
ID 32A BignoBigHO A0 iHCTPYKLii BUpOBHMKa.

CratncTnyHy o6pobky pesysbTaTiB NpoBoAMN
MeToZ4aMW BapiauiNHOI CTaTUCTMKM 3 BU3HAYEHHAM
cepeaHboapMdMeTMYHOro 3Ha4YeHHsA (M) Ta Moro cTaH-
JapTHoi noxmnbku (m) [19, 20].

Pe3ynbTaTtu 1 06roBopeHHA. MNpn 06CTEXEHHI
73 nauieHTiB 3 giapecto Ta nigo3poto Ha CDI y Bcix
XBOPMX BUSIBZIEHO KiJIbKiCHI Ta AKICHI NOpYLLUEHHSA
cknaay Mikpodnopw knweynwuka. C. difficile Bnpgine-
Ho y 7 npobax, Wwo cknagae 9,6 % Bif 3arasibHOI Kislb-
KOCTi 06CcTexXeHmX.

AHani3 KnwkoBoi MikpobioTn y nauieHTIB 3 BUA-
neHoto C. difficile nokasas, Wwo y BCix xBopux byna
3HMXKEHA KiJIbKiCTb HOPMaJibHOI KMLLKOBOT MasInyKun
no (6,310,6) lg KYO/r, 3HMXeHa KinbKiCTb iHLLIMX
npeacTaBHMKiB HopMobioueHo3y, a came bidigo- Ta
nakTtobakTepin, B 10 i 6inblue pasis (5-7 lg KYO /rta
4-6 lg KYO/r BianoBiaHo), NigBULLLEHA KiJTbKICTb Mi-
KpoopraHi3amiB poay Enterococcus (8,00,6) lg KYO/r
Ta Staphylococcusy Bcix npobax, wo 06ymoBMIo nepe-
BaXXaHHA KOKOBMX GOPM Y 3arasibHif KiJibKOCTi Mik-
pobiB g0 (73,0+0,2) % (HopMonokasHuK — 10 25,0 %).
Tako>X XapaKTepHO 03HaKO NOpPYLLEHb MikpodJio-
PV KMLIEYHMKA Y NauieHTiB 3 BU3HayeHoto C. difficile
byno 36inbleHHs KinbkocTi rpnbis poay Candida B
ycix npobax go (5,9+0,6) lg KYO/r. ¥ aBox 3paskax
6y/10 BUAINEHO CMHBOTHIMHY NaJINYKY, Ta B OAHOMY —
P. vulgaris (6,0 lg KYO/r). MaToreHHi MikpoopraHiamu
poay Shigella, Salmonella Ta naToreHHi ewepwuxii y
unx npobax He BuABJIeHi (Tabn. 1).

B nauieHTiB, y dekaniax akux C. difficile He byna
BMUAiNEHa, TAaKOX crocTepiranncb AncbioTnuHi nopy-
LLUEHHS, @ CaMe 3HMXKEHHS KiIbKOCTi NpeACcTaBHMKIB
HopMobioueHo3y: 3arasbHOi KinbkocTi E. coli —
(6,1£0,1) lg KYO/r, nakTo- Ta 6idiaymbakrepin (7 lg
KYO/r i HMXue), MikpoopraHi3MmiB poay Enterococcus
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Tabnnug 1. XapakTepucTrka K1WKoBoT Mikpodiopy XBOpUX, y AKUX 3 Npob dekanin suainero C. difficile, lg KYO/r

~ N2 nauieHTa
Mikpodnopa Hopmo Mtm Lim
NOKa3HNKMN 1 2 3 4 5 6 7

MatoreHHa ¢opa 0 0 0 0 0 0 0 0 - -
3arasibHa KiflbKiCTb 7-8 5,5 6,7 6 6 6,3 7,7 5,5 6,3%0,6 5,5-7,7
E. coli
E. coli3 HOpManbHoO 7-8 5,5 6,7 6 6 6,3 7,3 5,5 6,2%0,5 5,5-7,3
depMeHTaTUBHO
AKTMBHICTIO
E. coli 3i 3HM>XeHOo0 6-7 0 0 0 0 0 7,4 0 - -
depMeHTaTUBHOO (mo 10 %)
aKTUBHICTIO
E. coli nos 0 0 0 0 0 0 0 - -
JIaKTO30HEeraTMBHa (0o 5 %)
E. coliHly+ 0 0 0 0 0 0 0 0 - -
Staphylococcus no4 3,7 4 4 4 5,5 3 3 3,9+0,6 3-5,5
Enterococcus 5-6 7,2 8 8,5 7,6 8,7 7 8,8 8,0+0,6 7-8,8
Bifidobacterium 8-9 6 5 5 7 7 7 6,0£0,9 5-7
Lactobacillus 6-7 5 4 5 6 5 5,7 5,0+0,5 4-6
YMOBHO NaTOreHHi no4 0 7,4 8,2 6,9 0 0 0 4,1£3,5 0-8,2
eHTepobakTepii
Candida spp. no4 53 6,2 5,5 5,9 5,7 7,4 5,9+0,6 5-7,4
Knoctpuaii nos 6 6 5 7 5 5 5,9+0,7 5-7
(C. difficile)
P. vulgaris no4 0 0 6 0 - -
P. aeruginosa no4 6,7 6,9 0 0 - -
KokoBi ¢opmu B no 25 52 62 75 69 92 62 99 73,0%+0,2| 52-99
3ara/ibHin KinbkocTi, %

(mo 5 lg KYO/r). Y paHoi rpynu NauieHTiB BUABMEHO
HaABHICTb c/iob6odepMeHTYoUNX GOPM KULLKOBOI
NasIMYKM Ta NAKTO30HEraTUBHOI, Y AEKi/IbKOX NaLli€H-
TiB (n=3) BuciBanucb E. coli Hly+ (arnoTuHauisa
OKA++++), L0 [03BOJIAE MPUMNYCTUTU HAABHICTb
elepuxiosHol iHdekLii, B o4HOMY BMMNaaKy Buaise-
Ha S. enteritidis. TakoX Yy 3Ha4HiN KinbkocTi (5 Ilg
KYO/r i 6inblie) BUAINAINCL NpeaCcTaBHUKN YMOBHO
natoreHHoi Mikpodnopw (P. vulgarus/mirabilis, E. aero-
genes/cloaceae, K. pneumoniae/oxytoca, M. morganii)
ToLo.

XapakTtep nopylieHb Mikpodaopu B 060x rpy-
nax BiANOBiAaB 2 Ta 3 CTYNEHAM TAXKOCTI, NPy LbO-
My y rpyni, B akin C. difficile He BuaBneHo, cnocrepi-
rasiocs KisibKicHe nepeBa>kaHHA TAaKMX YMOBHO NaTo-
reHHMX MiKpOOpraHi3miB AK cTadinokok, knebciena,
NpoTeun, CUHbOTHIMHA NaJINYKa TOLLO.

JocnigXeHHA OCTaHHIX POKiB MOKAa3ylTb, LLO
HaBITb HE3HAYHI NOPYLIEHHSA Y NPUPOAHIN piBHOBA3I
KMLLKOBOI MiKpO6iOoTM MOXYTb MAaTW HEraTuBHi Ha-
CNigKW oNa opraHiaMy xassiiHa Ta NpM3BOANTM A0 Na-
TOJIOTIYHMX CTaHIB. ANCKYCii Wo[0 eTionorii 3ananb-

60

HWX 3aXBOPIOBaHb KMLLEYHMKA TPMBAIOTb. [ToTpebye
BUPILLEHHA MWUTAHHA, WO € NEepPBMHHUM: HAsIBHICTb
3aMasibHOro Npouecy B KMLIEYHMKY i PO3BUTOK Ha
ubomy T1i CDIym 6e3snocepeaHbo TokcnHu C. difficile,
AKi BUK/IMKAOTb KOTW. [eaki AoCnigHNKK BBaXa-
lOTb, LLLO ANCHAKTEPIO3 KMLLIEYHNKA CNif pO3riaaaTu
AK MeXaHi3M, WO NpuU3BOANTb [0 PO3MHOXEHHS
C. Difficile, 3 HaCTyNHNUM yCKNaAHEHHAM iHbeKLiNHO-
ro npouecyy surnaai MMK [1, 21, 22].

BUCHOBKM. [pn 06CTEXXEHHI 73 XBOPUX 3 Aiapecto
Ta nigo3poto Ha CDI 36yanuk C. difficile 6yno Bnaj-
neHoy 9,7 % obcTexxeHmx xBopux. AncbioTnyHi no-
PYLUEHHSA CKNaay MikpodJiopy KuLeYHUKa BUsIBe-
Hi y BCiX 6e3 BUHATKY MaL,i€HTiB. XapakTep NopyllueHb
Mikpodnopu B 060X rpynax Bianosigas 2 Ta 3 ctyne-
HAM TAXKOCTI.

Y nauienTis 3 C. difficile BuaBneHa 3HMXeHa
KiJIbKiCTb MpeAacTaBHUKIB HOpmobioueHo3y (B 10 i
6inblue pasiB), NepeBa>kaHHA KOKOBUX $HOpPM y 3a-
ranbHin Kinbkocti mikpobis (oo (73,0+0,2) %) Ta
36inblUeHHA KinbkocTi rpmnbiB poay Candida B ycix
npobax.
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Y XBOpUX 3 KJiHIYHMMK O3HaKaMu Konity 6es
BusABneHoi C. difficile cnocTepiranacb KinbKicHa ne-
peBara Takux YMOBHOIO NaTOreHHMX MiKpOOPraHis-
MiB AK cTadinokok, knebciena, NpoTen, CUHbOTHINHa
naJsinyka ToLLo.

[na ocraTtoyHOro BCTaHOBAEHHS giarHosy CDI
HeobXxifHe BU3HAYeHHS TOKCUIeHHNX BAaCcTUBOCTEN
BUAIJIEHNX LUTAMIB KNOCTPUAIN.
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XAPAKTEPUCTUKA COCTABA MUKPO®JIOPbl KMLUEYHUKA Y BOJIbHbIX C AUAPEEN
N NOAO3PEHUEM HA CLOSTRIDIUM DIFFICILE-MHPEKLUIO

©WN. A. BOpoHKHMHaQ, C. C. Kxegep, A. M. MaprowieHKo, B. ®. lbA4YeHKO,

. M. TapaHeHko, I. B. OBeTYMH

TocydapcmseHHoe y4pexcdeHue «MHcmumym MUKpobuosio2u u UMMyHo102uu umMeHu Y. Y. MeyHukosa
HauuoHanbHol akademuu MeoUUYUHCKUX HayK YKpauHbl», 2. XapbKos

PE3FOME. KayecTBeHHbI 1 KOJIMYECTBEHHbIN COCTaB MUKPOGIOPbI KMWEYHMKA B XXeNyA0YHO-KMLLIEYHOM TpaKTe
MOXET MEHATLCA B 3aBUCUMOCTW OT PasHbIX MPUYKH. [Py 3TOM MOTYT BO3HWKATb BOCMAJIMTE IbHbIE MPOLECChI B C/IN3NC
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Toin 060/104Ke, KOTOpble ByayT cnocob6CTBOBaTh Pa3BUTUMIO TaKOM 3HAOreHHON MHdekuun, kak Clostridium difficile-
nHoekuma (CDI).

Lenb — N3y4ynTb XapakTep M3MEHEeHWN KaYeCTBEHHOIO M KOJIMYECTBEHHOIO COCTaBa MUKPOMIOPbI KULLIEYHNKA Y
nauMeHToB C NoAo3peHnem Ha CDI.

MaTepuan u MeToapbl. bakTEPMONIOrMYeckKMM METOLOM NPOBEAEHO MCC/Iej0BaHNe 0b6pa3LoB deKkanumi, oTobpaH-
HbIX OT 72 NaUMEHTOB C KJIMHNYECKMMU NposBaeHnsaMu CDI. MonyyeHHble Npobbl 6b1in nccefoBaHbl Ha AMCOaKTepro3
1 Hannume Bo3byamTtens CDL.

Pe3ynbTaTbl. [py 06cnenoBaHnm 60bHbIX C Anapeen n nogo3peHnem Ha CDI Bosbyautens C. difficile 6bin 06Ha-
pyXeH Yy 9,7 %. AncOnoTnYeCKMe HapyLLEHNS COCTOSHUSA MUKPOGbJIOPbI KMLLEYHMKA BbIAB/IEHbI Y BCEX NALMEHTOB. Xapak-
Tep N3MeHeHUn B 06enx rpynnax cCooTBETCTBOBAJ 2 U 3 CTEMNEHAM TAXEeCTH. Y NauMeHToB ¢ BbigeneHHon C. difficile Bbl-
AIBJIEHO YMEHbLUEHNEe KOJMYeCTBa npeactaBuTesien HopmoburoueHo3a B 10 1 bosnee pas, npeobsialaHne KOKKOBbIX
dopM B 0bLEM KONMYECTBE MUKPOBOB 1 yBEIMYEHWE KOJMyecTBa rpuboB poaa Candida. B cxeMbl KOPPEKLMM COCTOS-
HMA MUKPOGIOPbI KNLWEYHNKA Y 60JIbHBIX C Anapeei, B pekannax KoTopbix BbiaeneHo C. difficile, uenecoobpasHo BK0-
YaTb NpenapaTbl, HaNpaBJ/ieHble HA AIMMKUHALMIO BO36YaAMTENA (METPOHNAA30, GUAIKCOMULIMH U AP.) X NPOBOAUTL
TPaHCNIaHTauuo GekasibHON MUKPOBMOTBI.

KJIKOYEBbBIE CJIOBA: ancbakTepros KueYHWKa; ncesaoMeMbpaHosHbii konut; Clostridium difficile-vndekuns;
H6aKTepmnosiormyeckas gmarHocTuka.

CHARACTERISTICS OF THE INTESTINAL MICROFLORA COMPOSITION IN PATIENTS
WITH DIARRHEA AND POSSIBLE CLOSTRIDIUM DIFFICILE INFECTION

©Ll. A. Voronking, S. S. Kheder, A. M. Maryutshenko, V. F. Dyashenko,
G. P. Taranenko, P. V. Ovetchyn

I. Mechnykov Institute of Microbiology and Immunology, National Academy of Medical Sciences of Ukraine

SUMMARY. The qualitative and quantitative composition of the microflora in the gastrointestinal tract may vary
depending onvarious factors. However, inflammatory processes that will foster the development of such an endogenous
infection as Clostridium difficile infection (CDI) may take place in the mucous membrane.

The aim - to study the nature of changes in the qualitative and quantitative composition of the intestinal microflora
in patients with possible CDI.

Materials and Methods. The bacteriological method has been used to examine samples of biotic material (Faeces)
received from 73 patients with clinical manifestations of CDI. The given samples have been subjected to dysbacteriosis
examination and the presence of a CDI pathogen tests.

Results. The pathogen of C. difficile was isolated in 9.7 % of patients with diarrhea and possible CDI during the
examination. Dysbiotic disorders of the intestinal microflora were detected in all patients without exception. The character
of microflora abnormalities in both groups corresponded to grade 2 and 3 in severity. The patients with C. difficile showed
a reduced number of representatives of normobiocenosis 10 times or more, the prevalence of coccal forms in the total
number of microbes and anincrease of Candida fungiin the number. Itis recommended to include drugs aimed at eliminating
the pathogen (metronidazole, fidaxomycin, etc.) or to carry out fecal microbiota transplantationin the schemes of correction
of the intestinal microflora in patients with diarrhea in case if C. difficileis detected in their faeces.

KEY WORDS: intestinal dysbacteriosis; pseudomembranous colitis; Clostridium difficile infection; bacteriological
diagnosis.
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