NEKUMM 01191 BPAYEN

Mutepartypa:

1. BabiHeup A. C., Knuua K. 0. AKTyanbHi NMUTaHHA GopMy-
BaHHSA XPOHIYHOro 6GiniapHOro naHkpeatuty. BecTHuK
Kayba naHkpearonoros. 2015. Ne 4 (29). C. 46-50.
[yéeprpuu H. B., Aykatwesuu I. M., Toayéosa O. A., ®o-
MeHKo [1. I. Xoreupctaktomus n comHkTep Opam: Kak
AOCTUTHYTb KOHCeHcyca. CyyacHa racTpoeHTEPOAOriS.
2013. Ne 1 (69). C. 55-65.

lybeprpuu, H. B., BeasieBa H. B., KnoukoB A. E., Ayka-
wesuny . M., PaxmvetoBa B. C., ®omeHko I1. I, FOpbe-
Ba A. B., ApoLueHko A. A. CoBpeMeHHbIE MpeACTaBAe-
HWA O GYHKLMOHAABHOM MaHKpeaTMyecKoM PaccTpom-
cTBe conHKTEpa OpAn. BECTHIK KAyba MaHKPEeaToAOroB.
2019. Ne 1 (34). C. 30-35.

XykoB b. H., BbictpoB C. A. MN0OCTXOAEUMCTIKTOMU-
YECKUM CMHAPOM KaK MPOSIBAEHWE AMMMAHOTO AWC-
Tpecc-cuHapoma. MatonorMa opraHoB MULLEBAPEHUS U
accoUMMpoBaHHble C Hel 3aboneBaHwsA. MpobAeMHble
BOMPOCbl W MNyTUM pPeLleHus. Tesncbl AOKAGAOB

N

w

E

YAK 616.37-002.2-06:616.361/.366]-036.1-07-092
doi: 10.33149/vkp.2022.02-03.08

RU XPOHMYECKUI NaHKpeaTUT: 3HaueHue
Nopa)KeHUs )XEAYHOrO My3bIPA U XKenye-
BbIBOAALLUX NyTEN B €ro pa3BUTUU

T. H. Xpuctuu
YepHOBULKNI HaLMOHAAbHbIA YHUBEPCUTET MMEHU HOpusi
®depbkoBMYa, YepHoBLbI, YkpanHa

KatoueBble cAoBa: XPOHWUECKMI NaHKPEeaTHT, XPOHUYECKIIA
XOAELMCTUT, AMCOYHKLMA XXEAYHOTO My3bIps, AUCHYHKLMSA
cOMHKTEPa OAAM, XKEAYHOKaMEHHas 60Ae3Hb, AUCOMO3

B ctatbe nopuepk1BaeTcs 3HaueHve 3aboreBaHun branap-
HOWM CUCTEMbI B Pa3BUTUM NaHKpeatnta. OAHOM U3 MPUYMH
ABASIETCA XPOHUUYECKUI XONELMCTHT, K KOTOPOMY NMPUBOAAT
AMCKMHE3NM XEAUEBBIBOASALLIMX NyTEN C BUAMAPHBIM CAGA-
XeM, NaHKpeaTUUeCckuii pedAOKC, HapyLLIEHWE KPOBOCHA-
6XEHUSI B CTEHKE XXEAUYHOro Ny3blps, COCTaB W CBOKMCTBA
XEAUU, 0COBEHHO B PaA3BUTUM KAAbKYAE3HOTO XOAELIMCTUTA,
XeAYHOKaMeHHOM Bone3HU. PackpbiBaeTcs 3HaUeHne Anc-
OYHKUMKM chUHKTEpa OpAM B Pa3BUTUM KaK XPOHUUECKOIO
XONEUMCTUTa, Tak 1 BUAMAPHOrO naHkpeaTwuta, POAb AMC-
b6akTepro3a KuLleyHKa. Yem bonee BbipaxeH AnCOMO3,
TEeM MeHbLUE aKTUBHbIX EPMEHTOB MOAKEAYAOUHOMN Xe-
A€3bl Y4aCTBYIOT B NULLEBAPEHUN HAPSIAY C MHAKTUBALMEN
XEAUHbIX KMCAOT Ha $OoHe amMcHanaHca GepMeHTHOro an-
napara MMKpPOBUOTbI MULLIEBAPUTEABHOTO TpaKTa. Moauep-
KMBaETCS 3HAYeHUE TMMNOKUHETUYECKU-TUNEPTOHNYECKOTO
TMNa AUCKMHE3WU B PA3BUTUM XPOHWMYECKOTO NaHKpeaTuTa.
MpoBoanTca anddepeHumMarbHaa AMarHOCTUKa COrAacHo
pekomeHpauMsaM Pumckoro koHceHcyca V. Obpaliaet-
CAl BHUMaHWEe Ha PoAb BMAMAPHOIO CAapXa B Pa3BUTUM
KaAbKyAE3HOTO XOAELIMCTUTA, KEAYHOKaAMEHHOM 6ones-
HW 1 BUAMAPHOIO MaHKpeaTuTa, Ha 3HauYeHWe pedAtokca
XEAUM B NMaHKPEATUUECKMI NMPOTOK, MTMMNEPTEH3MUU B HEM C
MOCAEAYHOLLMM Pa3pbiBOM MEAKMX MPOTOKOB, akTBaLMeN
NPOTEOAUTUYECKMX GEPMEHTOB, MPOAYKTOB MEPEKUCHOMO
OKWUCAEHWS AUMMAOB U BEAKOB. K OCHOBHOMY MeXaHWU3My
Pa3BUTUA XPOHUYECKOTO BUAMAPHOIrO NaHKpeaTUTa Takxe
OTHOCAT NePeXoA MHOEKLMU U3 XKEAUEBBLIBOASILLIMX NMPOTO-
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KOB B NOAXEAYAOUHYHO XEAe3y Mo 06LLIMM AMMbATUYECKUM
nyTaAM, CTEATO3 NEYEHM, renatutbl. YKasaHo, UTo XpOoHUYe-
CKUIM BUAMAPHbIN NAaHKPEATUT MOXET CONMPOBOXAATb MOCT-
XOAELIMCTIKTOMUUECKUIA CUHAPOM WMAM CHOPMUPOBATLCS
nepea XOAELIMCTIKTOMMUEN U NPOrpPeccMpoBaTh NOCAE One-
pauun. PaccmaTtpnBaeTcs POAb HECKOABKMX MEXaHU3MOB,
B TOM YMCAE AUCPETYASILIMU FTaCTPOUHTECTUHAABHBIX FOPMO-
HOB (CeKpeTnHa, MOTUAMHA, COMAaToCTaThHA, NaHKpeaTu-
YeCcKoro NOAMNENTUAA, SHTEPOIAOKAroHa).
CAepoBaTeNbHO, B Pa3BUTMM XPOHWYECKOTO MaHKpeatuTa
(B TOM UMcAe BUAMAPHOTO) yHACTBYHOT AUCOYHKLIMM KEAUHO-
ro ny3bips U couHKTepa OAAN, XPOHUUECKUIA HEKAMEHHbIN
N KaAbKyAE3HbI XOAELIMCTUT, XXEAYHOKaMeEHHast BOAE3HDb,
AMCOMO3 KMLLEUYHUKaA. [TpodUAaKTUUECKME MEPONPUATUS,
pPaHHAS AMArHoCTMKa, AeYeHWe 3aboAeBaHUM XEAYHOro
ny3bIPA 1 XEAUEBBIBOASILLIMX MNYTEN (B TOM YUCAE XEAUYHO-
KaMeHHOM BOAE3HM), KULLIEYHOTO AMCOMO3a ABASIFOTCA MPO-
OUNAKTUKOW HOPMUPOBAHUA XPOHUUECKOTO BUAMAPHOIO
naHKpeaTuTa, ero PeunAnMBOB, OCAOXKHEHUIA, KOTOPbIE MO-
ryT NPUBECTU K UHBAAMAM3ALINN.
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The article emphasizes the significance of diseases
of the biliary system in the onset of pancreatitis. One of
the reasons is chronic cholecystitis, which is caused by
biliary dyskinesia with biliary sludge, pancreatic reflux,
impaired blood supply in the gallbladder wall, composi-
tion and properties of bile, especially in calculous chol-
ecystitis, cholelithiasis. The significance of sphincter of
0Oddi dysfunction in both chronic cholecystitis and bil-
iary pancreatitis, the role of intestinal dysbacteriosis is



revealed. The more evident dysbiosis, the less active
pancreatic enzymes are involved in digestion along with
inactivation of bile acids against the background of im-
balance in the enzyme apparatus of the digestive tract
microbiota. The importance of hypokinetic-hypertonic
type of dyskinesia in the onset of chronic pancreatitis is
emphasized. Differential diagnosis is carried out accord-
ing to the recommendations of the Rome Consensus IV.
Attention is drawn to the role of biliary sludge in the start
of calculous cholecystitis, cholelithiasis and biliary pan-
creatitis, to the significance of bile reflux into the pan-
creatic duct, hypertension with subsequent rupture of
small ducts, activation of proteolytic enzymes, products
of lipid and protein peroxidation. The main mechanism
for the onset of chronic biliary pancreatitis includes the
transfer of infection from the bile ducts to the pancreas
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via common lymphatic tract, liver steatosis, and hepati-
tis. It is indicated that chronic biliary pancreatitis may ac-
company postcholecystectomy syndrome or occur before
cholecystectomy and progress after surgery. The role of
several mechanisms is considered, including dysregula-
tion of gastrointestinal hormones (secretin, motilin, so-
matostatin, pancreatic polypeptide, enteroglucagon).
Consequently, dysfunctions of the gallbladder and
sphincter of Oddi, chronic non-calculous and calculous
cholecystitis, cholelithiasis, and intestinal dysbiosis are
involved in the onset of chronic pancreatitis (including
biliary pancreatitis). Preventive measures, early diagno-
sis, treatment of diseases of the gallbladder and biliary
tract (including gallstone disease), intestinal dysbiosis
prevent chronic biliary pancreatitis, its relapses, compli-
cations that may cause disability.
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