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KntoueBble cnoBa: NMOAKEeAyAOUHas Xenesa, OCTPbIM MaH-
KpeaTuT, XPOHWUUYECKUIA NaHKPEeaTUT, MUKPOOUOM KULLEUYHW-
ka, 0630p

AKTyanbHOCTb. 06 M3MEHEHMSIX COCTaBa KMULLIEYHON MUKPO-
61OTbI NPK 3a00AEBAHUAX MOAKEAYAOUHOM XeAe3bl paHee
CO06LLIANOCb, OAHAKO OCTAETCA BCE €Lle HESICHbIM, BAMS-
FOT AW 3TU U3MEHEHWS Ha TeueHWe BOAE3HU Y NALMEHTOB C
OCTPbIM NaHkpeatuTom (OI1) U XPOHUUYECKUM NaHKPEATUTOM
(XI), nAK TeueHHe aTrx 3aboAeBaHUIA UBMEHSIET KULLIEUHYHD
cpeay, MeHsIA coctaB MUKPOOAOPLI. Mbl MPoBEAK cucTEMa-
TUYECKMI 0630P AAA OLEHKKM OCOBEHHOCTEN MUKpobMoMa
KULLEYHUKA Y NALMEHTOB C NaHKPEaTUTOM.

Metoabl. B 6a3ax paHHbix MEDLINE v EMBASE 6bIA
NpPoBeAEH MOUCK UCCAEAOBAHWM, U3yYaBLUKMX COCTaB MW-
KPOOMOTbI Y BOAbHBIX MAHKPEATUTOM U ONYOAMKOBAHHbIX
¢ 1 auBapsa 2000 r. no 5 utoHa 2020 r. UcenepoBaHms
Ha XMBOTHbIX, 0630pPbl, ONMUCAHWUA KAMHUUYECKUX CAyYaeB
M cTaTbM HE Ha AHTAMICKOM $i3blke ObIAM UCKAKOUEHBI.
BbIA NTpoBeAEH aHaAM3 YaCTOTHbIX XapaKTEPUCTMK MCXOAA
3aboneBaHUs, cOObLLIAEMbIX B BOAee UeEM ABYX UCCAEAO-
BaHUSAX, U UCCAEAOBAHUSI ObIAM MPOAHAAM3UPOBaHbI Ha
NPeAMET pUCKa CUCTEMATUUYECKONW OLLIMOKKM M KauecTBa
AOKasaTeAbHoWM 6asbl.

Pe3yabtatbl. 22 cTaTbM COOTBETCTBOBAAW KPUTEPUAM
BKAOUEHMS; B 15 13 Hmx udyyanm Of1, B 7 — XI1. PaHee
He MPOBOAMAUCH UCCAEAOBaAHUS, CNeLMabHO OLEeHWBa-
toLime, yCyrybnaroT AU U3MEHEHWUS B MUKPOOMOME Ku-
LIEYHWKA TeUeHWe NaHKpeaTUTa WAU Takne U3MEHEHUS
MUKPODAOPLI Pa3BUBAOTCA BTOPUUHO MPU NaHKpeaTuTe.
Mbl BbISIBUAU HECKOABKO 3aKOHOMEPHOCTEN U3MEHEHWI
MUKpobMoMa npu naHkpeatute. OTMEUEHO CHUXEHWe
anbda-pasHoobpasra B 3 M3 3 uccaepoBaHuin npu O m
B 3 U3 3 uccarepoBaHui npwm XIl. MNpwu oueHke beTa-pasHo-
06pa3us BbIABAEHbI pa3AnuKns B bakTeprMasbHOM COCTaBe
KULLIEYHOTO MUKpobuoma B 2 13 2 nccaeposaruii Ol v B
3 13 3 ncenepoBanuii XIM. QyHKLMOHAABHO M3MEHEHMS
MUKPOOBUOMA KMLLIEYHWUKE ObIAU CBSI3aHbl ¢ UHOEKLIMOH-
HbIMK nyTAMU pa3Butna Of u XI. B HECKOAbKMX UCCAE-
AOBaHMWSAX OTMEUYAACS! BbICOKUI PUCK CUCTEMATUUECKOM
OLLUMOKM M HECOOTBETCTBYIOLLEE KAYeCTBO MPOBEAEHMS
MCCAEAOBaHMS.

BbiBoAbI. BbiiBAEHWE pa3AMUMii B COCTaBE KMLLIEYHOM
MUKpodAopbl Mpu O 1 XI MOXET NPeACTaBAATb COO0M
AMNArHOCTUYECKUI KpUTEPUn. HEOBXOAMMBI HAAAEXALLIM
06pa3oM KOHTPOAUPYEMbIE UCCAEAOBAHUSA, YTOObI Onpe-
AEAUTb, ABASIOTCS AV UBMEHEHWA MUKPOObWOoMa Mnpuumn-
HOM WAU CAEACTBMEM NMaHKpeaTuTa.
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Background. Altered intestinal microbiota has been re-
ported in pancreatic disorders, however, it remains unclear
whether these changes alter the course of disease in pa-
tients with acute pancreatitis (AP) and chronic pancreatitis
(CP), or whether these disease states alter the environ-
ment to enable pathogenic microbial composition changes
to occur. We undertook a systematic review to characterize
the gut microbiome in pancreatitis patients.

Methods. MEDLINE and EMBASE were searched for
studies on microbiota in pancreatitis published from Jan-
uary 1, 2000 to June 5, 2020. Animal studies, reviews,
case reports, and non-English articles were excluded.
A frequency analysis was performed for outcomes re-
ported in >2 studies and studies were analyzed for risk
of bias and quality of evidence.

Results. 22 papers met inclusion criteria; 15 included
AP, 7 included CP. No studies were appropriately de-
signed to assess whether alterations in the gut micro-
biome exacerbate pancreatitis or develop as a result of
pancreatitis. We did identify several patterns of micro-
biome changes that are associated with pancreatitis.
The gut microbiome demonstrated decreased alpha
diversity in 3/3 AP studies and 3/3 CP studies. Beta
diversity analysis revealed differences in bacterial com-
munity composition in the gut microbiome in 2/2 AP stu-
dies and 3/3 CP studies. Functionally, gut microbiome
changes were associated with infectious pathways in AP
and CP. Several studies suffered from high risk of bias
and inadequate quality.

Conclusions. Detecting differences in microbial compo-
sition associated with AP and CP may represent a diag-
nostic tool. Appropriately controlled longjitudinal studies
are needed to determine whether microbiome changes
are causative or reactive in pancreatitis.

BECTHUK KNYBA MAHKPEATO/IOMOB ®EBPAJIb 2022 2




