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IMeap — packppITh naToreHeTnyeckue GakTopbl Pa3BUTHS OTNATEHHBIX OCJOKHEHUH BlIepBble BO3HUKIIETO OC-
TPOTO IECTPYKTUBHOTO MAaHKPEATUTA.

Marepuax u Metozpl. [IpoBesn KoMIieKcHOe 06c/IeIoBatNe, JiedeHne 1 5-ietHee HaboeHe 83-X manueH-
TOB, TIEPEHECIINX BIIEPBbIE IIPUCTYII OCTPOTO eCTPYKTUBHOTO ITAHKpeaTHTa. KOHTPOJIBHBIMY dTAallaM1 HCCJIe/[0Ba-
HIST BBIOPAJIN JIeHb MOCTYIIIEHUST TAIHEHTa B CTAIIMOHAP, 24 Jaca OT HauaJa MHTEHCHBHOI TePAITiH, a TaKXKe 3-1
u 5-e cyTku. [ToBTOPHO NOJIHBIIT 06bEM AMATHOCTUYECKUX MAHUITYJISIIIUI [TPOBOJIMIIN Yepe3 Kaskible 6 MecsiieB co
JTHS TOCTIUTAJIU3AIMN HA TIPOTSDKEHUU S JieT. KOHTPOJIb COCTOSIHUST MAIIMEHTOB OCYIIECTBIISIIIN KasK/blil Mecsiil. B
3aBUCHMOCTH OT JIaJIbHEIIIEH 9BOJIOINN OCTPOro IECTPYKTUBHOTO ITAHKpPeaTHTa HallueHTOB Pas/ie/uin Ha 4 rpyI-
bl B rpymimy I (#=27) BKITIOYMIIN TAIMEHTOB, Y KOTOPBIX OCTPBIN MAHKPEATUT B XO/I€ HAOIIOEHISI 9BOIIOINOHN -
POBAJ ¢ Pa3BUTHEM TICEBIOKUCT MOJIKENYI0UHOI Kee3bl. B rpytmy 11 (7=43) BKIOUNIN MAIMEHTOB ¢ XPOHIYE-
ckuM mankpeatutoM, B rpymiy III (#=8) — maiueHToB, Yy KOTOPBIX B TeUYEHHE MOCTEAYIONNUX 5-U JIeT He
HAOJII0/IAJIU [TATOJOTHYECKUX IIPOIECCOB, CBSI3aHHBIX CO CTPYKTYPHO-(DYHKIIMOHAIbHBIMUA U3MEHEHUSIMU TIOJIKe-
JIZIOYHO KeJie3bl, ¥ B rpyIiy [V (n=5) BKIIIOYNIIN TAIIMEHTOB € TAHKPEATOT€HHBIM CaXapHBIM [HabeTOM.

PesyabraTel. /lokasann poiib ayTOMMMYHHBIX MEXaHU3MOB M JIOKAIM3AIIMK [TATOJOIMYECKOTO oyara B XBOCTE
HOJIKETYIOYHOI JKeJie3bl B Pa3BUTHH TTAHKPEATOTEHHOTO CaXapHOTO Anabeta; poJib MUIOINIAAN BOCIAIUTETEHOTO
mpoliecca B pa3BUTUHU MOCTHEKPOTUYECKUX MCEBOKUCT MOPKEIY0UHOMN JKeIe3bl; 3HAUNMOCTDb IIPUBEP/KEHHOCTH
BpadeOHbIM HA3HAYEHUSIM JIUIsI BEPOSITHOCTH PA3BUTHsI XPOHUYECKOTO TTAHKPeaTHTa Ha (oHe TepeHeceHHoro 06-
HIMPHOTO MMOPAYKEHUS TOJIPKEIYI0YHOM JKeJIe3bl.

3axmoueHue. Ha ocHOBaHWMM PE3YJIbraToOB CTATUCTHYECKOTO aHAJIM3a MHOTOJIETHETO HaOJIIOIEH ST 3a MallHeH-
TaMM yCTAHOBJICHO OTHOIIEHUE TAHCOB 9BOJIIOIIMKM OCTPOTO AHKPEATUTA B 3aBUCHUMOCTH OT €r0 NCXO/IHBIX XapaK-
tepucTtuk. [Ipu aTOM yunTbiBasnch napamMeTpbl XapakTepUCTHK, UCCJAeI0BAHNE U MHTEPIIPETalns KOTOPbIX BO3-
MOJKHBI B II€PBbI€ THU FOCIIUTATU3AIIUH.

Kntouesvie caoea: ocmpoiii 0ecmpykmugHoiil NAHKPEAMuUm; XPOHUUECKUL NAHKPEAmum; noCmHeKpOmuyuecKue
KUCTMbL NOOJNCENYOUHOTL JCCLe3bl; NAHKPEAMOZEHHIL CAXAPHbLIL Ouabem

Purpose. To evaluate pathogenic factors contributing to the development of delayed complications of newly
diagnosed acute destructive pancreatitis (ADP).

Materials and methods. A comprehensive examination, treatment and 5-year follow-up of 83 patients who
underwent the first attack of ADP have been conducted. The day of admission to the hospital, 24 hours from the
beginning of the intensive care, and Days 3 and 5 after the attack were selected as the timepoints of the study.
Complete diagnostic procedures were performed once every six months after hospitalization for five years. The
patients were followed-up every month. Depending on the further progression of ADP, the patients were divided
into four groups. Group I included 27 patients with acute pancreatitis which evolved into pancreatic pseudocysts.
Group 11 (n=43) was comprized of the patients with chronic pancreatitis; group III (n=8) included the patients
who presented no pathological processes associated with structural and functional pancreatic changes over the
next 5 years; and group IV (n=5) included the patients with pancreatogenic diabetes mellitus.

Results. The study confirmed the role of autoimmune mechanisms and abnormal foci localization in pancreas
in the development of pancreatogenic diabetes mellitus, contribution of inflammation to formation of post-necrot-
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ic pancreatic pseudocysts, as well as the significance of the patient compliance for development of chronic pancre-

atitis with extensive pancreatic lesions.

Conclusion. Statistical analysis of the long-term monitoring of patients allowed to set the odds ratio evolution
acute pancreatitis depending on its initial characteristics. At the same time we take into account the parameters
and interpretation of the study which is possible in the first few days hospitalization.

Key words: acute destructive pancreatitis; chronic pancreatitis; post-necrotic pancreatic cysts; pancreatogenic

diabetes
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BBenenue

Y Kaskmoro 4—>5-T0 TMaInneHTa ¢ OCTPBIM TTaHKpe-
aTUTOM pasBuBaeTcs lankpeonexkpos [1—3]. Ilpu
9TOM TIMK 3a00I€BAEMOCTH TTPUXOIUTCS Ha JIUIL aK-
TUBHOTO TPYAOCTIOCOOHOTO BO3PACTA, a JIETATHHOCTD
[P MTAHKPEOHEKPO3e KaK B OTEYECTBEHHBIX, TAK W B
3apyOesKHBIX KANHUKaAX gocturaetr 85% [1, 4]. Cpemn
BBUKUBIINX GOTBHBIX B 73% CIyUaeB BO3HUKAET CTOM-
Kast yrpaTa TpyzaocrnocobHocTH [4, 5]. Bee mepeunc-
JIEHHOE TIPU/IAET JIAHHOU IPobJieMe HEOCTIOPHMYIO Me-
JIMKO-COTMANBHYIO 3HaunMocTh. K HaunGosee gacto
BCTPEYAIOIINMCST OCTIO’KHEHUSIM OCTPOTO TTaHKpeaTH-
Ta, BBI3BIBAIOIIMM BIOCJEACTBUN WHBAJHUIU3AIIIIO
GOJTBHOTO, OTHOCSTCST TICEBAOKICTDI TTOKETYTOTHOI
JKeJIe3bl, MaHKPeaTOTeHHBIH caxapHblii auaber u
TpaHchOopMaIrs ero B XpOHUYECKUT TAHKPEaTHT.

[TceBaOKMCTHI IOKEITY IOUHOM JKeJIe3bl — Hau-
6oJiee pacTipocTpaHeHHOe MECTHOE OCTOKHEHNE OCT-
POro MaHKPeaTHTa, YaCTOTa Pa3BUTUS KOTOPOTO TIPH
necTpyKTUBHBIX (hopmax mocruraer 50—92% [5, 6].
B 81% HabmtofeHnil TICEBAOKICTBI UMEIOT OCJIOK-
HEHHOE TeYeHNe, a JIeTATHHOCTh TPU 9TOM JIOCTHUTAET
12%. Ilpu ux uHGUIMPOBAHUH JIETATHHOCTD YBEJIH-
guBaercst 10 41%. Bo MHOTOM 9TO CBsI3aHO ¢ HENO-
CTaTOYHOU Pa3spabOTaHHOCTBIO METOMOB IPOrHO3M-
pPOBaHWSI PAa3BUTUS JAHHOTO OCJHOKHEHUS W
OTCYTCTBHEM KPHUTEPUEB BHIOOPA TAaKTUKU JICUEHIIS
TakuX OOJIbHBIX. [IPaKTHYECKH Y KaikKOr0 TPETHETO
MaIrueHTa B OTJAAJIEHHOM MEPHOJIe PA3BUBAECTCS TTaH-
KpeaToTeHHbIN caxapHbiil maber [7].

B orsnume oT XpOHWYECKOrO TaHKpeaTuTa
P TAaHKPEOHEKPO3e /10 HACTOSIIET0 BPeMeH! 13-
BECTHBI JIUIIb HEKOTOPbIE (DaKTOPBI, OMpeessio-
e BEPOSTHOCTD JATbHENIIero HapymeHusi 9K30-
1 9HAOKPUHHOHN QYHKITNH MTOKETY/TOTHOM Kee3bl
U Pa3BUTHS TTAaHKPEATUIECKUX W BHETTAHKpeaTnyec-
KIX OCJIOKHEHWIT B OJimsKaiiiieM U OTAaJleHHOM Iie-
puogax sabosieBanus. HensBecreH W UCTUHHBIN
MIPOIIEHT BCTPEYAEMOCTU OTAAJEHHBIX OCIOKHEHUI
OCTPOTO JIECTPYKTUBHOTO TTAHKPEATUTA.

CornacHo JUTEpaTyPHBIM JAHHBIM, HapYIIEHUS
AHIOKPUHHOM (DYHKITIH TIOJKETY IOTHO JKeJIe3bl T10-
cJle TIePEHeCEeHHOTO OCTPOTO BOCTIATIEHWS TIO/IKETy-
JIOYHOM JKeJIe3bI BCTPEYAroTCs B OT/IAIEHHOI ITepCIIeK-
tuBe y 20—80% maruentoB [8—11]. Cromub
CYIIECTBEHHBI pPa3Opoc JaHHBIX PasHbIX ABTOPOB
06yCTOBTIEH HEOXHOPOAHOCTHIO KOTOPTHI OONBHBIX,

Introduction

Each out of 4—5 patients with acute pancreati-
tis develops pancreatic necrosis [1—3]. At the same
time, the peak incidence is registered in the working-
age population, and the mortality rate due to pancre-
atic necrosis reaches 85% both in Russian and for-
eign hospitals [1, 4]. Permanent disability has been
reported for 73% of survivors [4, 5]. The above fac-
tors are of medical and social relevance. The most
frequent complications of acute pancreatitis fol-
lowed by disability of patients include pancreatic
pseudocysts, pancreatogenic diabetes mellitus and
transformation of the latter into chronic pancreatitis.

Pancreatic pseudocysts belong to the most
common complications of acute pancreatitis; their
incidence is about 50—92% in destructive pancreati-
tis [5, 6]. In 81% of cases, pseudocysts demonstrate a
complicated course, and the mortality rate reaches
12%. In case of infected pseudocysts, the mortality
rate increases to 41%. This is largely due to failure of
deployed methods to predict complications and lack
of criteria for the selection of treatment tactics.
Pancreatogenic diabetes develops in almost every
third patient [7].

Unlike chronic pancreatitis, only few factors
determining the probability of further impairment of
exocrine and endocrine pancreatic functions and
development of pancreatic and extrapancreatic com-
plications in early and late periods of the disease are
known for the pancreatic necrosis.

According to published data, disorders of pan-
creatic endocrine function after acute inflammation
of the pancreas are registered in 20—80% of
patients in the delayed period [8—11]. This signifi-
cant variability of data in various studies is
explained by significanr heterogeneity of patient
cohorts. For example, in one study, data on patients
with both complicated and uncomplicated acute
pancreatitis, pancreatitis with various localization
and severity were included in one group; the inci-
dence of the underlying disease had not benn prop-
erly not consideredand contribution of surgical
interventions had not been analyzed. The impact of
the latter on disease outcome seems significant: in
patients with calcification of the pancreas and a his-
tory of extensive pancreatic necrosis various
endocrine dysfunctions are detected on average in
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BKJTIOYEHHBIX B CTATUCTUYECKUIT aHamu3. Tak, Harnpu-
Mep, B OJHOW TPYIITe YUUTBHIBAIOTCS TTOKA3aTeNN Ta-
IIUEHTOB C OCTIOKHEHHBIM U HEOCTIOKHEHHBIM OCTPhIM
MAHKPEATUTOM, C TTAHKPEATUTOM PA3JINIHON JIOKAJH-
3aI[UU U Pa3JIMIHON PACcIPOCTPAHEHHOCTHIO ITPOIIeCca,
HE YYUTBIBAETCS TAK/Ke KPaTHOCTh OCHOBHOT'O 3a00J1e-
BaHUsI, HE TIOJBEPTAIOTCS aHAIU3Y W BBITOJHEHHbIE
XUPYPTrUYECKe BMENIaTeIbCTBA. BJMsSHUE TOJIBKO
nocJiesiHero (hakropa Ha MCX0[ 3a00JieBaHKsT BEChMa
CYIIECTBEHHO: Y OOJIBHBIX € KAJBIIMHO30M MOKETY-
JIOUHOIA KeJIe3bl, IEPEHECHINX OOMIMPHBIN TAaHKPEOHEe-
KpO3, HapylIeHns 3SHIOKPUHHOW (DYHKIIMHM Pa3HOU
CTeTIeH! BBISIBIISTIOTCS B cpefireM B 90% ciyuaes, B TO
BpeMsI KaK y MallMeHTOB, KOTOPHIM Oblila TIPOBEIEHA
TOJIBKO KOHCEpBAaTHMBHAS Tepanus, HeZIOCTAaTOYHOCTD
AH/IOKPUHHON (DYHKIINU B OT/IAJIEHHOM TIepHUojie BO3-
HuKaet He 6osiee ueM B 10% ciydaes [9, 12, 13]. C yue-
TOM M3JI0;KEHHOTO, T1eJIb HACTOSIIIEr0 NCCIEe0OBAHUST —
PACKPBITDH MaToreHeTnyeckue (hakTopbl Pa3BUTHUS OT-
JTAIEHHBIX OCTIOKHEHUH BIIEPBBIE BO3HUKIIIETO OCTPO-
TO ZIECTPYKTUBHOTO MTaHKPeaTuTa.

Marepuan u MeTObI

BbInosinuim OTKPBITOE OJIHOIEHTPOBOE TTPOCIIEKTHB-
HOEe PaH/IOMU3UPOBAHHOE KOHTPOJIMPYEMOE CPaBHUTENb-
HOE KPOCC-CEKI[HOHHOE HMCCJICIOBAHUE, BKIIOUABIIEE KOM-
jieKcHoe 00ciefioBanme, JiedeHue U JUHAMUYECKOE
HabuozieHne 3a 83 HalMeHTaMu, B YUCJIe KOTOPBIX 52 MysK-
qunbl (62,6%) u 31 skenmmna (37,4%) B Bogpacre ot 21 10
53 ner (cpennuii Bospact 33,0£2,9 rozga). OcHoBaHMeM J1Jist
BKJIIOYEHUSI TIAIIMEHTA B MCCIIEI0BATENBCKYIO KOTOPTY ObI-
JIO BO3HUKHOBEHHE TIEPBOTO MPUCTYNA OCTPOTO AECTPYK-
TUBHOTO TTaHKpeaTuTa. Kputepnu BKIIOUEHNS U UCKITIOYe-
HUSI U3 UCCHIeI0OBaHMsl ObLIN PAHKMPOBAHbI HA OCHOBHbIE,
XapaKTepHbIe /7151 BCeX TPYIIL U TOATPYILIL, U I0NOJHUTE b=
Hble, COBIIAJIEHUE 10 KOTOPBIM OBLIO HEOOXOIMMO [IJist
BKJIIOYEHUST TOJIBKO B CTPOTO OIPE/IEIEHHYIO IPYIIILY.

OcCHOBHBIC KPUTEPUH BKJIIOYECHUS: THCHMEHHOE J100-
POBOJIbHOE MH(MDOPMHUPOBAHHOE COTIACHE HA YIACTHE B UC-
cJIeJoBaHNY; BIIEPBbIe Pa3BUBIINIICS IIPUCTYII OCTPOTO Jie-
CTPYKTUBHOI'O IIaHKpeaTuTa; IroCHUTAJIU3allUuA B TEUEHUE
MePBBIX 24 YACOB C MOMEHTA MOSIBJIEHMSI TIEPBBIX CUMIITO-
MOB 3a00JieBaHUs; COOTIONEHNE B TeueHne 5 JieT Bpayed-
HBIX Ha3HAYEHWI 11 OTHOe MHGMOPMUPOBAHIE UCCIIET0BA-
TEJIST O COCTOSTHUY €TO 37I0POBDSI.

OcHOBHbBIE KPUTEPUH UCKTIOUEHUST: OTKA3 MallueHTa
HoznucaTh A00pOBOJIbHOE MH(POPMUPOBAHHOE COIJIACHE;
HEMOHMMAaHUe TIAIMEHTOM 1€ UCCJEeIOBAHUS; BO3PACT
naienTa Metee 20 win 6osiee 53 JieT; HATUYME Y MAIHeH-
Ta MPU3HAKOB XPOHIMYECKOTO MAHKPEATUTa B aHAMHE3E; 10-
OGPOKAYECTBEHHOTO UJIM 3JI0KAY€CTBEHHOTO HOBOOOPa3oBa-
HUI, 6epeMeHHOCTI/I Ha MOMEHT BKJ/IIOUCHUA B
uccje0Banne i ee HaCTyIJieHrue B X0/ie UCCJAeI0BaHuA;
coMaTnyeckux 3aboJieBaHUil ¢ HEOJIArONPUSITHBIM UJIH
6JIarONPUSTHBIM [TPOTHO30M; MTPOTUBOIIOKA3aHUN K IIPHU-
MEHEHUIO, OO U3BECTHAS HEIIEPEHOCUMOCTD IIPENaparos,
IPUMEHSAEMbBIX B UCCAEAOBAHNM, MO0 MPUEM 3arperieH-
HBIX B XOJI€ UCCJIETOBAHUS IMPEMAapaTOB; HAPKOTUIECKAS
n/niam ToKcnveckas (B T. Y. aJIKOTOJIbHAS) 3aBUCUMOCTD,
YCTaHOBJIEHHASI HA OCHOBAHUU AHAMHECTUYECKIX JTAHHBIX,
6O BBISIBJICHHASI HA JIIOOOM 9TaIle UCCIIEI0OBAHNUSL.

90% of cases. However, in patients underwent only
conservative therapy the endocrine dysfunction in
the delayed period occurred not more than in 10%
of cases [8, 11, 12].Thus, the objective of the study
was to determine the pathogenic factors for the
development of delayed complications of primary
acute destructive pancreatitis (ADP).

Materials and Methods

An open, single-center, prospective, randomized, con-
trolled, comparative, cross-sectional study was carried out.
It included a comprehensive examination, treatment and
follow-up of 83 patients, including 52 men (62.6%) and 31
women (37.4%) aged 21 to 53 (median age: 33.0£2.9
years). The first episode of acute destructive pancreatitis
was the inclusion criteria. Inclusion and exclusion criteria
were ranked on the basic criteria, which were typical for all
groups and subgroups, and additional ones, their matching
was necessary to include a patient into a certain group.

Main inclusion criteria included a written voluntary
informed consent to participate in the study; the first
episode of ADP; hospitalization within the first 24 hours
from the onset of first symptoms of the disease; following
medical recommendations over 5 years and presenting the
complete information about the health to the investigator.

Basic exclusion criteria included refusal to sign the
consent; misunderstanding of the objective of the study;
age less than 20 or more than 53 years; signs of chronic
pancreatitis in history; benign or malignant tumors; preg-
nancy at the time of inclusion into the study or during the
study; somatic diseases with unfavorable or favorable
prognosis; contraindications for or known intolerance to
the drugs used in the study, or administration of drugs for-
bidden during the study; drug and/or toxic (including
alcohol) abuse, detected as per anamnesis data, or identi-
fied at any stage of the study.

Participation of a subject who had given his/her writ-
ten informed consent to participate and had been enrolled
in the study could be discontinued at any time, if the inves-
tigator considered the participation of this subject undesir-
able, if the subject refused to continue the study, and if any
exclusion criterion had been developed during the study.

Group I was included 27 patients (16 men and 11
women) diagnosed with severe acute destructive pancre-
atitis at admission, which later evolved into pancreatic
pseudocysts. Group II (n=43) included 27 men and 16
women with severe acute pancreatitis developed into
chronic pancreatitis. In this group, signs of chronic pan-
creatitis have been confirmed by laboratory and instru-
mental tests for five years. Group III (#=8, 6 men and 2
women) consisted of patients, who had no indications of
pathological process related to structural and functional
changes in the pancreas after the first episode of acute
pancreatitis over 5 years. It should be noted that a gall-
stone caused the hypertension in the ductal system and
became an etiological factor of acute pancreatitis in all
patients in this group. No new episodes of pancreatitis
were observed in this group, perhaps, due to cholecystec-
tomy and diet restrictions. Group IV (n=5) consisted of 3
men and 2 women, in whom the episode of acute pancre-
atitis resulted in pancreatogenic diabetes between the sec-
ond and third year of follow-up.
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YyacTue B uccieJoBaHNN JINIA, PaHee BbIPA3UBIIIETrO B
nucbMeHHoi (opme nHOOPMUPOBAHHOE COTJIacue Ha Ta-
KO€ y4acTre U BKJIIOYEHHOTO B BBIOOPKY, MOTJIO OBITH TIpe-
KpaIeHO Ha JII0OOM JTarle: TP PEIICHUH UCCIe0BATEs,
YTO MPOJIOJKEHNE YUACTHS B CCIIEIOBAHU SIBJISIETCS He-
JKeJIaTeJIbHBIM JUUISL JAHHOTO HallleHTa; OTKa3e y4acTHUKA
OT IIPOJIOJIKEHUS YYaCTUsl B UCCJICAOBAHUM; TOSBJICHUN
i yeyry6OJIeHun IIPU3HAKOB, OTHOCUBIINXCSI K KPUTEPU-
SIM MCKJIIOYEHUS.

Ipymma I mpencrasrena 27 nammentamu (16 mMysxann
n 11 )KeHIINMH) ¢ ANATHO30M IIPU TOCTYIIEHUU <OCTPBI
JIeCTPYKTHUBHBIN MAHKPEATUT TSKEJIOH CTelleHNn», KOTOPBIH
B XO/le HaOJOeHNs] 3BOJIIOIUOHUPOBAI C Pa3BUTUEM
MICEBIOKUCT TOJKeTy10unoi xemne3bl. B rpymmy 11 (n=43)
BRJIOUMIN 27 MY>KYUH U 16 JKeHIH, Y KOTOPBIX OCTPBIi
MTAHKPEATUT TSKEJIOH CTeleHN 9BOJIIOIMOHNPOBAJ B XPO-
HUYeCKUH MaHKpeaTuT. B 1anHolT rpynme Ha MPOTSKeHNN
5 JIeT BbIsIBJIsM JTaGOPATOPHBIE U WHCTPYMEHTAJIbHBIE
IIPU3HAKM XPOHUYECKOTO BOCIAJIUTEIBHOTO IIpoliecca B
noyukesyounoit sxesesde. [pynmna 11 (n=8, u3z aux 6 myx-
YUH ¥ 2 JKEHIIUHDI) TIPe/ICTaB/IeHa TTAIMeHTaMH, Y KOTO-
PBIX TI0CJIE BIIEPBbIE IIEPEHECCHHOTO AIU30/[a OCTPOTO T1aH-
KpearuTta B TedeHue TOCHAELyIONuX 5 JeT He HabJIoaIm
IIPU3HAKOB NIATOJIOTMYECKUX IPOLECCOB, TaK WM HHAde
CBA3aHHBIX CO CTPYKTYPHO-(YHKIMOHATIBHBIMU M3MCHE-
HUSAMU TIOJUKEJIYZIOYHO# Kesie3pl. IIpumeuaresen ToT
(haxr, 4yTO Y BCex MaIenToB JaHHO IPYIIIBI THOJIOTHYE-
CKUM (haKTOPOM OCTPOTO IAHKPEATUTA MOCIYKHUJI SKEU-
HBIII KOHKPEMEHT, BBI3BABIIHI THIIEPTEH3UIO B IPOTOKO-
Boll cucteme. BeposiTHO, BcCJeACTBUE BBITOJHEHHON
XOJIEIIUCTIKTOMUN, & TAKKE CTPOTO COOJIONEHUS [IUETHI,
HOBBIX TIPUCTYIIOB TIAHKPEATUTA, PA3BUTUS JAPYTUX OCJIOK-
HeHuii B JaHHOii rpyiie He Habmoganu. [pymnmna IV (n=5)
COCTOsIIIA U3 3-X MY;KYMH U 2-X JKEHIIUH, Y KOTOPBIX 1epe-
HECEHHBII AMU30/] OCTPOTO MAHKPEATUTA TIPUBEJ K Pa3Bu-
THIO MTAHKPEATOTeHHOTO caxapHoro anabeTa B WHTEPBAJe
MEXK/Iy BTOPBIM U TPETHUM TO0M HAOJIIOIEHUSL.

B uccriesoBatie 6b1in BKIIOYEHBI HAIIUEHTBI, Y KOTO-
PBIX IMArHO3 OCTPOrO JAECTPYKTHBHOIO MAaHKpeaTHuTa Ha
MOMEHT TIOCTYIJIEHHS ObLJI YyCTAHOBJEH Ha OCHOBAHUU
KJIUHUYECKUX ¥ JabOPaTOPHBIX JaHHbBIX, PE3yJIbTaTOB
VJILTPa3BYKOBOT'O HCCJIEIOBAHUS, KOMIIBIOTEPHOH TOMO-
rpacdun u ganapockonuu. MudumpoBanHocTh HEKPOTH-
YeCKUX 30H U JKUIKOCTHBIX MaparnaHKpeaTuyecKux obpa-
30BaHMUIl OIEHMBAJM 110 KJIWHUYECKOW KapTHUHE U
pesyJibTaTaM 0aKTepHOJOTHYECKOTO UCCIC0BAHMS CO-
JIePKUMOTO TICEBIOKUCT.

BosibHble HAXOMITMCH HA JICYCHUU B OT/IEJIEHUSIX pea-
HUMAIUU U MHTEHCUBHOW Tepanuu, XUPypruu U rHOMHOM
xupypruv TopoJAcKoil KIMHUYECKOW GONBHUIIBI CKOPOH
MeuiHekoil momoru Ne 1 n Kimanueckoro Meinko-xu-
pypruueckoro nentpa r. Omcka. ITpuynnamu, BbI3BaBIIN-
MU OCTPBIil JIeCTPYKTUBHBII MAaHKPEATUT Y MAIlMEeHTOB,
BKJIIOUEHHBIX B HCCJIEOBAHUE, SBJISJIUCH SKETIYHOKAMEH-
Hast 60JIe3Hb, 3JI0YIIOTPEOIEHNE AJIKOTOJIEM 1 HAPYIIEHUE
muetsl (taby. 1). TsakecTb 06IEro COCTOSTHUSI MAIMEHTOB
Ha MOMEHT TIOCTyTIeHus B cranioHap 1o nkane APACHE
IT B rpymme I cocramsina 24,1+2,2 Ganna, B rpynme 11 —
24,3%2,7 Gamna, B rpynie 111 — 26,7+2 8 6anios, B rpyiine
IV — 23,8+1,6 (p>0,05).

MuHuMaIbHAsL JIJIUTEIBHOCTD HAOIIOIEHNUS COCTABUIIA
5 JieT, MaKkcMasbHast — 9,5 JreT. JTanbl UCCIIeI0BAHUS: MO-
MEHT HOCTYIIJICHH MallleHTa B CTAIlMOHap, 24 yaca oT Hava-
Jla MIHTEHCUBHON Teparuu, 3-u 1 5-e CyTKu npeOblBaHus B

The study included patients, whose diagnosis of acute
destructive pancreatitis was confirmed at admission by
clinical and laboratory data, sonographic, computed
tomography and laparoscopic findings. Infection of necrot-
ic areas and liquid parapancreatic lesions were assessed
based on the clinical manifestations and the results of bac-
teriological study of the pseudocysts content.

Patients were treated in the intensive care unit and in
surgery and contaminated surgery wards of Municipal
Clinical Emergency Hospital No. 1 and Omsk Clinical
Surgical Center. ADP in patients enrolled in the study was
caused by cholelithiasis, alcohol abuse and diet violation
(Table 1). The severity of patients' general state at admis-
sion according to APACHE II Scoring was 24.1£2.2 in
group 1, 24.3£2.7 in group 11, 26.7+2.8 in group III, and
23.8%1.6 in group IV (P>0.05).

The minimum follow-up duration was 5 years; the
maximum follow-up was 9.5 years. The study consisted of
the following stages: the day of admission to the hospital,
24 hours from the beginning of the intensive care, and
Days 3 and 5 of hospitalization. Complete diagnostic pro-
cedures were repeated once every 6 months after hospital-
ization for five years. The patients were followed-up every
month. The period of time upon completion of which the
patient was assigned to one group or another and a deci-
sion was made to exclude the patient from the study was
equal to 5 years from the first day of hospitalization.

The long period between the date of hospitalization
and sampling of biological material (6 months) was associ-
ated with the fact that post-necrotic pancreatic pseudocyst
had the tendency to spontaneous regression in 42% of cases
within 6 weeks after the onset; the regress of pseudocysts
after 7 weeks from the onset was possible only in 8% of cases
[13—15]. The 6-month interval allowed to avoid the regress
of pseudocysts during the examination or immediately
before/after it, therefore, to increase the reliability of the
results. Moreover, since patients with chronic pancreatitis
presented an increase in pro-inflammatory cytokines induc-
ing necrosis and apoptosis even in remission [14—16], this
methodological approach allowed prolonging the study,
without losing the relevance of immunological changes in
the nosological forms under consideration.

The performed studies complied with the ethical stan-
dards of the Institutional Bioethics Committee, designed
in accordance with the World Medical Association
Declaration of Helsinki «Ethical Principles for Medical
Research Involving Human Subjects», as amended in 2000
and «Guidelines for Clinical Practice in the Russian
Federation» approved by Order No. 266 of the Ministry of
Public Health of the Russian Federation as of 19.06.2003.
All study subjects voluntarily signed an informed consent
to take part in the study.

Due to the considerable duration of the study, as well
as peculiarities of the disease, the mortality rate depended
on the underlying disease, comorbidities, and accidents.
During the observation period (5 to 9.5 years), 4 lethal
outcomes were registered in group I (14.8%); 2 patients
(4.4%) with the symptoms of progressing multiple organ
failure died in group II.

In accordance with the study design, clinical (CBC,
urinalysis, coprogram), immunological (the titer of
autoantibodies against B cells of Langerhans islets, B, cell
count and glycated hemoglobin blood level), hemostatic
(D-dimer concentration and antithrombin activity),
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Ta6umua 1. Pacnpeeiienne NagueHTOB ¢ OCTPBIM JI€CTPYKTUBHBIM HAHKPEATUTOM B 3aBHCUMOCTH OT IPUYHHBI.
Table 1. Distribution of patients with acute destructive pancreatitis depending on the cause.

Etiological factor

Number of patients in groups, abs. (%)

1st 2nd 3rd 4th Total
Cholelithiasis 13 (48.2) 22 (52.4) 8 (50.0) 3(60.0) 46 (55.4)
Alcohol abuse 7(25.9) 12(23.8) 0(0) 1(20.0) 20 (24.1)
Diet violations 7(25.9) 9 (238) 0(0) 1(20.0) 17 (20.5)
Overall 27 43 8 5 83

IIpumeuanue. Etiological factor — atuonornueckuii pakrop; Cholelithiasis, abs. — sxenunokamennas 6osesnn, ade.; Alcohol abuse —
3oynorpebaenue ankorosem; Diet violations — mapymenue auers; Overall — Beero; Number of patients and severity of their gener-
al state in groups — KoOMYECTBO GOMBHBIX U TAKECTh UX OOUIETO COCTOSTHUA 1o rpyTam; Total — cymmapHo.

craronape. [1oBTopHbIe [MarHocTH4ecKe HCCaeJOBaHUs B
HOJIHOM 00BeMe BBITIONHSUIN Yepe3 6 MeCsIeB OT TIepBOro
JHS TocnuTanusan. KOHTPOJIb COCTOSIHUSI MAIlMEHTOB
MTPOBOIVIIN KXKBIN MecsIl. BpeMeHHOI Tiepno/, o ucreve-
HUHM KOTOPOTO MaIfeHTa OTHOCUJIM K TOH MJIM WHOM TPyIIIe,
a TaKKe [IPUHUMAJIN PellieHre 00 UCKIIOYEeHNN 13 UCCIIe0-
BaHUST — 3 JIET C MOMEHTA [1ePBOTO JIHS FOCITUTATU3AINN.

Croub cymiecTBeHHbIIT HHTEpBAN 3a00pa GHOJIOTHYEC-
KOTO Marepraja OT MOMeHTa rociuTanusainu (6 Mecsies)
CBSI3aH C TeM (DAKTOM, UTO TIOCTHEKPOTHUYECKIE TICEBIOKHC-
ThI MOJKEJLYIOUHOM JKeJIe3bl CIIOCOOHBI TI0/IBEPraThCst CIIOH-
TaHHOMY perpeccy B 42% cirydaeB B Tedene 6 Heflesb ocse
TIOSIBJICHUS, PETPECC JKe TICEBIOKKCT T10c/Ie 7 He/leslb OT Ha-
vasia 3ab60JIeBaist BeposiTer b B 8% ciydaes [14—16].
IToyromoBoit HHTEPBAT TIO3BOJIAIT M30€KaTh BEPOSITHOCTH
perpecca IMCeBIOKUCT BO BpeMsi 00C/IeIOBaHUSI WU HETIO-
CPEJICTBEHHO JI0/TI0C]IE HETO, CJIC/IOBATEIBHO, TOBBICUTD J10-
CTOBEPHOCTDb Pe3yJibratoB. Bosiee TOro, yuuTbIBas, 4to y
GOJIbHBIX XPOHUYECKIM [AHKPEATUTOM JIa’Ke B [IEPUOJL Pe-
MHUCCHU OTMEYAETCS MHOTOKPATHOE MOBBIIIEHUE YPOBHS
ITPOBOCHIATIUTENbHBIX TIUTOKMHOB, MOTEHIUPYIONINX HEKPO3
U aTonTo3 MaHKpeaTonuToB [15—17], mamnubrii MeTommec-
KMIi TI0/IXO0/] TIO3BOJINJI TIPOJIOHTUPOBATH MCCJICI0BAHNE, HE
Tepsid 1PU 3TOM aKTYaJbHOCTH MMMYHOJIOTHYECKUX U3Me-
HeHWI IPY BBIOPAHHBIX HO30JI0TNYECKIX (hOpMax.

Boinosnenmnele ncesesoBanus COOTBETCTBOBAIN 9TH-
YeCKUM CTaHAapTaM OGMOITHIECKOTO KOMUTETA 3a/IeHCTBO-
BaHHBIX JIEUeOHO-TIPOPUIAKTUIECKIX YUPEKICHUN, pas-
paboTaHHBIM B COOTBETCTBUM €  XEJIbCHHCKON
nexnapanueili BcemupHoil accoruaiuu  «ITHUYECKUE
IIPUHIIUIIBI TPOBE/IEHUS HAYYHbBIX MEJAUIIMHCKUX UCCIIEI0-
BaHWH c ydyacTneM desnoBekayr ¢ mompaskamu 2000 r. m
«IIpaBusmamu kiuHUYeckoil mpaktuku B Poccuiickoit Me-
nepanun», yreepxkaeHubiMu [Ipukazom Mumnsapasa PO
ot 19.06.2003 r. Ne 266. Bce smiia, yyactBoBaBlime B nc-
caeoBaHuy, 10OPOBOJIBHO HOAIKMCAIN MHMDOPMUPOBAH-
HOE COrJIacHe Ha y4acTHe B UCCJIC/IOBAaHUMU.

B cBa3u co 3HaunTENBHON TPOOJIKUTEIBHOCTHIO MC-
CJIEJIOBaHMsI, & TAKKe C OCOOEHHOCTSIMH HO30JIOTHYECKOT
(hopMbI, KOJIMUECTBO JIETATBHBIX UCXOIOB 3aBUCEJIO KAaK OT
OCHOBHOTO 3200JIEBAHUS, TAK U OT COIIYTCTBYOIIEH I1ATOJIO-
IV U HECUYACTHBIX CJIydaeB. 3a nepuojl Habmoxenus (ot 5
10 9,5 siet) B rpyiie I 6610 4 sreranbrbix uexona (14,8%),
B rpynme Il mpu cuMmToMax HapacTalomiel MoJIMOpranHol
HEIOCTaTOYHOCTH yMepJio 2 nanuenta (4,4%).

B cootBercTBnN € 1M3aitHOM MCCIEIOBAHNS KINHIYEC-
kue (00Ul aHau3 KPOBU M MOYH, KOIIPOIPaMMa), UMMY-
HoJIoTMYecKre (TUTP ayTOAHTHUTEJ NPOTUB B-KieTok oct-
poBkoB Jlanrepranca, copepxxanue Bi-nmumdorutoB u
[JIMKAPOBAHHOTO TeMOTIOONHA B KPOBH ), FEMOCTAa3U0JIOT U~
yeckue (KoHIeHTparus D-mumepa M aKTUBHOCTb aHTH-

genetic (Leiden and MTHFR mutation), and biochemical
(blood and urine glucose levels, lipase, amylase, and
trypsin activity in plasma) tests were performed for all
patients at admission, in 24 hours, on Days 3 and 5 after
hospitalization, and in 6 months.

Statistics data processing was carried out using
Statistica 6 software, as well as Excel software package for
Windows. The normality of distribution of the results
obtained in variational series was assessed using the
Kolmogorov-Smirnov test. To determine the form of the
distribution, the histogram method and frequency analysis
were applied. The critical level of the statistical hypothesis
significance P for this study was equal to 0.05 or less.

Correlation analysis of parameters was performed
using Spearman's correlation coefficient [17]. The lack of
correlation between the values was observed at /=0+£0.25,
the direct correlation was observed at positive r values, and
the inverse correlation was observed at negative 7 values.
In order to determine the probability of any event in the
group vs. the reference group, the odds ratio was deter-
mined. The sample of relevant observations, the sample of
the number of cases, the proportion of significant cases in
the cohort (in percentage), and the odds ratio in cohort 1
vs. that cohort 2 were used as a tool of statistical control.
The odds ratio was interpreted as follows: when a numeri-
cal value was less than 1, the chance for event realization in
the selected cohort was less than the chance for event real-
ization in the alternative cohort; when a numerical value
was more than 1 the chance of event realization in the
selected cohort was more than that in the alternative
cohort; when OR was 1, the chances of event realization
were equal in both cohorts.

Results and Discussion

Patient's compliance after the disease was
taken into account in determining the prognostic
criteria for development of delayed complications
after acute destructive pancreatitis. The data pre-
sented in Table 2 demonstrate a relatively high aver-
age percentage of patient's compliance (25%).

In general, the dynamics of patients' compli-
ance with medical recommendations concerning
administration of enzymes reflected the increased
frequency of adequate therapy of enzyme pancreatic
insufficiency. The functional insufficiency of intact
pancreocytes may have been progressively growing
due to the growth of connective tissue structures
caused by gradual transformation of the primary dis-
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[IpakTukyromemy Bpauy .

TpoMOUHA B KpoBuU), reHernyeckue (Mmyraist Jleiijena u
MTHFR) u 6uoxumudeckrie (KOHIEHTPAIUS TIIOKO3bI B
KPOBH U MOU€, aKTUBHOCTb JINTIA3bl, AMUJIA3bI 1 TPUIICHHA B
Ia3Me) MCCIe/IoBanus GrnoMarepuasia GbUIH BBITOJHEHBI
BceM GOJIBHBIM TIpH oOpalenny, uepes 24 yaca, Ha 3-u u 5-¢
CYTKU 1IPeOBIBAHMS B CTALMOHAPE, & TAKsKe uepes 6 Mecsiiies.

CrarucTuueckyio 00paboTKy TaHHBIX IPOBOIIIN C UC-
MoJIb30BaHMEM TIporpaMMbl Statistica-6, a Takske mpu 1o-
MOIIM TTaKeTa IPUKIAAHBIX mporpamM Excel (umensust
Ne 1e69b3ee-da97-u21f-bed5-abece247d64e) nsa Windows
(munensust Ne 00346-OEM-8949714-96117). Hopmaiis-
HOCTb pacIpe/ieJieHus MOJYYeHHbBIX Pe3yJIbTaToOB B BapHa-
IIHOHHOM PSI/TY OEHUBAJIH C TIOMOIILIO KpuTepust Kosvoro-
poBa-CMMPHOBA, & TAK)Ke COIJIACHO TPABUJY IBYX M TPeX
curM (0). Jlns onpeznenenns hopMbl pactipesieleHusT ToKa-
3atesiell UCIOTb30BATN METOJ TMTOCTPOEHHS TUCTOTPAaMM 1
YACTOTHOTO aHasm3a. Kpuruveckuii ypoBeHb 3HAUMMOCTH
CTaTUCTUYECKHUX TUNOTE3 B JAHHOM HCCJIEOBAaHUN TIPUHU-
masiu paBabiM 0,05 (BepositHOCTD pasinyust 6osee 95%).

Koppessinonnplit anajina rokasaresieil MpOBeTH €
ncrosb3oBanneM Koadunmenta koppessinnu Crimpmena
[18]. OTcyTcTBUE KOPPEMSAIIMOHHON CBI3U MEKIY BETIUN-
Hamu Habmogamu npu =0+0,25, npsMy0 KOppeJsIuOH-
HYIO CBSI3b — IIPH IOJIOKUTEJNbHBIX 3HAYEHUSIX 7, 00par-
HYIO CBSI3b — MIPH OTPHUIATENBHBIX 3HAYeHusAX 7. C 1ehio
orpejieIeH sl BEPOSITHOCTH Pa3BUTHSI TOTO WUJIM UHOTO CO-
OBITHSI B IPYIIIIE [0 OTHOIIEHWIO K CPABHUBAEMOII IPYIIIie
OTIpEeZIeTISIIN OTHOIIIEHHUE MAHCOB. B KayecTBe MHCTPYMEH-
TOB CTATUCTUYECKOTO KOHTPOJIS MO 9TOMY TPU3HAKY HC-
[0JIb30BAJIU BBIGOPKY 3HAUMMBIX HAOJIOIEHUI; BHIOOPKY
KOJIMYECTBA CJAYIAEB; IOJII0 3HAYNMBIX CJIYYaeB B KOTOPTE,
BBIPAJKEHHYIO B IIPOIEHTAX, M OTHOIIIEHUE TIIAHCOB B KOTOP-
Te 1 mo orHomeHuIo K 1mancaMm B Koropre 2. OTHolrenne
[IAHCOB MHTEPIPETUPOBAIU CJIEAYIONIUM 00pasoM: IpH
YKCI0BOM 3HaUeHUU MeHee 1 aHe peanusanuu coObITUS B
BBIOPAHHOM KOrOPTE MEHBbIIIE IAHCA Peau3aluu COObITHS
B QJIbTePHATHBHON KOTOPTE; IPU OTHOIIEHUH IIAHCOB 0O-
see 1 nranc peanmsaiu coObITHSI B BBIOPAHHOI KOropre
6oJIbIIIe TIAHCA PeATN3AIUU COOBITUSI B aJIbTePHATUBHOI
KOTOPTE; IPU OTHOTIIEHUH IITAHCOB PAaBHOM 1 IaHChI peasin-
3aiu coObITHIT B 00€MX KOrOPTaX PaBHbI.

PesyubraThl 1 00CyKAEHUE

PaccunTbiBass mporHOCTHUUYECKWE KPUTEPUU
Pa3BUTHUS OTAAJEHHBIX MTOCTIEACTBUH MTepeHeCeHHO-
TO OCTPOTO /IECTPYKTUBHOTO MaHKPeaTuTa, YUuThI-
BaJIN TIPUBEP;KEHHOCTD MAIlMEeHTOB Ha3HAYEHUSIM U
peKOMeHIAUusAM, TPEeANUCaHHBIX BpauyoM IIOCJIe
nepeHeceHHoro 3aboseBanust. Kak cieayer us gaH-
HBIX, IPUBEAEHHbIX B TabauIe 2, CPeJHUN IIPOLEHT
cobmogenns BpadeOHbIX PEKOMEHIAIUI OKa3aIcs
JIOCTATOYHO BHICOKUM — 25%.

B 1nesom munamuka coOI0eHus maluenTaMy
BpaueOHBIX PEKOMEHIAINI 110 TIpUeMy (DEPMEHTHBIX
MpenapaToB oTpaxkaja yBeJMUYeHHe YacTOThl ajeK-
BaTHOW Tepanmuu (epMEHTHOW HEIOCTAaTOYHOCTHU
TTO/IKEJTYZIOUYHON Kese3bl. BeposiTHO, B yCJIOBUSX
paspactaHusi COeINHUTEJHHOTKAHHBIX CTPYKTYP,
00YCJIOBJIEHHOTO TIOCTENEHHOU TpaHcdopMalimeit
XapakTepa TedeHHs OCHOBHOIO 3a00JIeBaHUS B XPO-
HUYECKUH, U CAABJIEHWS WHTAKTHBIX MAaHKPeaTOIN-

ease into a chronic one and compression of the intact
pancreocytes. The growth was confirmed by clinical
manifestations and required more accurate compli-
ance with therapy. One can assume the involvement
of the same mechanism in the increase in the per-
centage of patients who have begun to keep diet.
During the first months or even yearsfailure to keep
the diet did not lead to the worsening of the disease
each time, and the relapses were mild.

The number of patients quitting bad habits
(alcohol and smoking) has been increased during the
follow-up period. At that, over one third of patients
gave up drinking alcohol completely in 5 years, but
only one of ten patients quit smoking during the same
period of time. In our opinion, this is due to the fact
that the patients associated occurrence and recur-
rence of the primary disease and its complications
with alcohol intake, based on their medical history
and clinical manifestations. The percentage of patients
who quit smoking corresponded to the average per-
centage of people who quit this habit at this age.

The analysis of patient's compliance allowed
concluding that the initial percentage of patients
who were following the recommendations had been
grown with the lapse of time. This was probably due
to the desire of patients to avoid the recurrence of
the primary disease and/or its complications.

Figure 1 demonstrates that the peak probabili-
ty of relapse occurrs in the case of poor patient's
compliance. Only 10% of medical recommendations
resulted in almost 100% probability for relapse with-
in 6—12 months. In this study, the critical level of
patient's compliance related to prevention of compli-
cations and relapses was 25—35% of the total num-
ber of medical recommendations. When a half and
more recommendations were followed, the probabil-
ity of relapse was more than 50%.

On the contrary, in case of 45—65% patient's
compliance with recommendations for prevention of
relapses of the disease and/or its complications, the
risk of their development was not higher than 33%.

The long-term follow-up of the patients with a
history of severe ADP permitted to make the prog-
nostic tables allowing to predict a long-term evolu-
tion of the pancreatic inflammation. Among the cri-
teria analyzed only those with the highest diagnostic
value were chosen for the tables.

The statistical significance of this or that crite-
rion was calculated by determining the odds ratio. At
that, the following criteria were taken into consider-
ation: presence/absence of the pancreas tail damage;
a lesion area of the pancreas more than 50—75%,; the
titer of autoantibodies against -cells of Langerhans
islets more than 1:5; patient's compliance with less
than 30% of recommendations in the late period
(Table. 3). Odds ratio were calculated for the group
of patients with no signs of complications and/or
recurrence of the primary disease.
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Ta6auua 2. /lunaMuKa CTeneHH BbIOJHEHHS BpaYyeOHbIX PEKOMEH AN 00CIeyeMbIX NallHeHTOB.

Table 2. Dynamics of patient's compliance.

Medical recommendations

Patient's compliance, %

<1 year 1—3 years 3—5 years >3 years
Administration of enzymatic agents 20.3 241 23.6 52.8
Keeping the diet 33.5 24.5 37.2 61.5
Refusal to drink alcohol 15.6 21.3 25.4 38.4
Cessation of smoking 3.1 5.2 8.4 10.2
IIpumeuanue. Medical recommendations — Bpaue6ubie pekomenganuu; Administration of enzymatic agents — npuem GpepMeHTHBIX

npenapatos; Keeping the diet — cobmmonenue muersr; Refusal to drink alcohol — orkas ot npuema ankorosst; Cessation of smoking —
oTka3 ot kypenus; Patient's compliance — BeimosHeHIe BpaueOHBIX PEKOMEH/IAIINIT; years — TOIBI.

TOB (DYyHKIIMOHAIbHAS HEAOCTATOUHOCTD ITOCTIEAHIX
NPOrPECCUBHO HAPACTAJIA, YTO TIPOSBIISIOCH KIMHU-
yecKd 1 TpebOBaIo OT maireHTa 6ojree KOpPEeKTHOTO
cobmoaenus Teparu. MoKHO MPeAIION0KATH ydac-
THE TOTO K€ MEXaHU3Ma B YBEJMYCHUHN J0JIH MallueH-
TOB, KOTOPBIE CO BPEMEHeM Ha4MHAIU IOJTHOCTBIO
cobmoaath aueTy. B mepBble MeCSIbI U JasKe TOJIbI
MOTPEINIHOCTH AUETHI TAJeKO He KasKAbIi pa3 MpUBO-
JJIA K 0O0CTPEHUIO OCHOBHOTO 3ab0sieBanus, a 000-
CTPEHUST TIPOTEKaAIN B GoJiee JIeTKOoil (hopme.

YacToTra 0TKa3a OT BPEAHbBIX IIPUBBIYEK (aJIKO-
TOJIb M KyPEeHHUe) B IMHAMUKE HaOJIIOACHNST yBETNYn-
Bazack. I1pu aToM, ecim yepes 5 JieT Gosee TpeTH Ta-
IMEHTOB CyMEJNM OTKA3aThCs OT NPHUEMa aJKOTOJIs
MOJIHOCTBIO, TO OT KYPEHHsI 4epe3 aHaIOTHIHBIN PO~
MEKYTOK BPEMEHHU OTKA3AJICS TONBKO KasKbII JeCsi-
ThI M3 Habmopasmuxcs. Ha Haim B3raisiz, 9To cBsisa-
HO C TeM, YTO ITaIMeHTHl B OGOJbIIeH CTermeHu
CyOBEKTHBHO aCCOMMUPYIOT BOSHUKHOBEHNE U PEIIU-
JIMBUPOBAHKME OCHOBHOTO 3a00JIEBAHUS U €TI0 OCJI0K-
HEHUI ¢ IPHeMOM aJKOTOIbHBIX HamnTKOB. OTKa3 OT
KypeHUs B IIPUHIUIIE COOTBETCTBYET CPEAHECTATHC-
THUYECKMM M3MEHEHUAM, HaOIOAA0NUMCS B Oy~
JIAMA TIPU B3POCJIEHUHN JIOJEH, MMEIOIUX TaHHYIO
NPUBBIUKY.

AHann3 IUHAMUKK BBIOJIHEHW IMAlleHTaMH
BpaueOHbIX PEKOMEH/IAIUI B 11€IOM TTO3BOJISIET KOH-
CTaTHPOBaTh, YTO JOJIST IIPUBEP/KEHHBIX K HIM ITalIli-
€HTOB CO BpEMEHEM YBEJIMIMBAETCS. ITO, BEPOSITHO,
CBSI3AHO C JKeJanneM GOIbHBIX N30€KaTh PEIUINBOB
OCHOBHOTO 3a60JI€BAHUS 1/UJIN €T0 OCJI0KHEHI.

Kax npencrasieno na pucyHke, MakCUMaabHast
BEPOATHOCTDh Pa3BUTHUS PELUANBOB BO3HUKAET IIPU
MUHIMAJbHOM BBIOJTHEHUN BpadeOHBIX PEKOMEH-
Januii. B ciydae BBIOTHEHUS JTMIIb JECATON 4acTh
0011ero yKc/a BpaueOHbIX peKoMeHaluii Hab/1o/1a-
JIV TIPAKTUYECKU CTONPOIEHTHYIO BEPOSTHOCTD Pas-
BUTHS peruauBa B Ommkaiiimue 6—12 mecsies. Ha-
NPOTUB, TIPH YBEJIWYECHUU IIOJHOTHI BBIMOJTHEHUS
pexoMeHAanit 110 TPOGHUIAKTHKE PENUANBOB 3a60-
JIEBaHUS U/WUJIM €ro OCJIOKHEHUIT 10 45—65% u 60-
Jiee PUCK X PasBUTHS He mpeBbIan 33%.

ITo pesy/braTamM MHOTOJIETHETO HAGTIOAEHUS 32
HanyeHTaMH, IIepeHeCInME BIEPBbIE OCTPBIN eCT-
PYKTHUBHBII HaHKPEATUT TSKENON CTEreHu, ObLIn
c(hOPMUPOBAHEI IIPOTHOCTUYECKUE TaO IHIIEL, TI03BO-
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Bausinue BbINOJHEHUS BpayeOHBIX PEKOMEHAAUMHA HA BEpPOsT-
HOCTh Pa3BUTHsSI PEIMINBA OCHOBHOTO 3a00JI€BaHMs W/WIH €ro
OCJIOKHEHHUIi T0CIe NEePEHECEHHOr0 OCTPOro eCTPYKTHBHOIO
NaHKPEaTHTa B TEYEHHUE 3 JieT.

Impact of patient's compliance on the probability of relapses of
the underlying disease and/or its complications after acute
destructive pancreatitis within 5 years.

ITpumeuanue. Medical recommendations fulfilment — Bbimosnse-
HUe MeAMIUHCKUX pexoMenmaiuii; Probability of recurrence
development — BeposATHOCTD IIOBTOPHOTO PA3BUTHSL.

It was found that the incidence of endocrine
complications in patients with a history of the first
attack of acute pancreatitis was 6—10%. At the
same time, pancreatogenic diabetes confirmed by
WHO criteria was observed in 4.2% of cases, and
impaired glucose tolerance was detected in 4% of
patients in 5 years.

According to the published data [18, 19], the
significant pathogenetic factors for pancreatogenic
diabetes included considerable reduction of the num-
ber of islets of Langerhans and /or impairment of their
function; a reduced incretory effect on the pancreatic
elements, structural and functional consequences
after the surgical treatment of acute pancreatitis.

According to our data, development of autoim-
mune mechanisms for pancreatic tissues damage is
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Tabmuua 3. Puck pasBuUTHs OTJAJEHHBIX OCJIOKHEHHI OCTPOro JECTPYKTUBHOTO NMAHKPEATHTA TSKEJIOW CTENEeHH 110
napameTpam, onpezesisieMbiM B Teuenue 30 qHeif oT MoMeHTa 3260 1eBaHusl.
Table 3. OR for the development of delayed complications of severe acute destructive pancreatitis according to para-

meters determined within 30 days of the disease.

Parameters Without delayed Post-necrotic Chronic Pancreatogenic
complications pancreatic cysts pancreatitis diabetes
(n=8) (n=27) (n=43) (n=5)
Presence OR Presence OR Presence OR

Involvement of the pancreatic tail (n=24) 1 8 2.9 12 2.7 3 10.5
12.5% 29.6% 27.9% 60.0%

The area of the pancreatic lesion >50—75% 4 22 4.4 35 5 3 1,5
50.0% 81.5% 81.4% 60.0%

Titer of autoantibodies against 1 2 0.56 10 2.1 3 10.5

B-cells of Langerhans islets > 1:5 12.5% 7.4% 23.3% 60.0%

Medical compliance with less than 1 18 14.0 40 93.3 1 1.75

30% of medical recommendations 12.5% 66.7% 93.0% 20.0%

IIpumeuanue. Parameters — mapamerpsri;Involvement of the pancreatic tail — nopaskenue xBocta MOAKENYTOUHON KeIE3bl;
The area of the pancreatic lesion — momaas nopaxenus nopkeayRounoii sxemesnl; Titer of autoantibodies against B-cells of
Langerhans islets — tutp ayroanTturen mpotus B-kieTok octpoBkos Jlanrepramca; Medical compliance with less than 30% of
medical recommendations — BbIOIHEHNE BpaueGHBIX PEKOMEHAAINIT B OTCPOUYEHHBIN mepuon MeHee yeM Ha 30%; Without
delayed complications — 6e3 oTganeHHbIX Oca0KHEHUIT; Post-necrotic pancreatic cysts — MOCTHEKPOTHYECKITE KICThI TTO/Ke-
syounoii xkesesbr; Chronic pancreatitis — xponunuecknii mankpearut; Pancreatogenic diabetes — mamkpeartoreHnbiii caxapHubiii

nuabet; Presence — nanuune; OR — oTHoNIeHUe 1IAHCOB.

Jistiorie ¢ GOJIBIION 10J1eil BEPOSITHOCTH TIPOTHO3H-
POBaTh I0OJITOBPEMEHHYIO 9BOJIOIIIO PaHee TTepeHe-
CEHHOTO BOCTIAJIeHNSI OJIKeTyI0THOI Kese3bl. Cpe-
I MHOKECTBA aHAJIM3UPOBAHHBIX KPUTEPHUEB OBLIN
OTOGPAHDI 75T BKIIOYEHNSI B TPOTHOCTUYECKTE Tab-
JIUIIBI JIUMIb T€, Ubs AMATHOCTUYECKAS 3HAUMMOCTD
OKa3aJTach MaKCUMaJTbHOIL.

CTaTuCTUYECKYI0 3HAUUMOCTD TOTO WJIU UHO-
TO KPUTEPHST PACCUMTBIBAIHN 4epe3 OIpeiesieHIe
oTHOIIEeHU MmaHcoB. [Ipu 3TOM BO BHUMaHUE TIPH-
HUMAaJINCh CJeIYIONe aHAIN3NPyeMble KDUTEPHUH:
HaJn4re,/0TCYTCTBUE TMOPakKeHMsT XBOCTa IOKe-
JIyTOYHOH ’KeJe3bl, TJIONA/lb MOPaKeHUs TOKe-
JIYIOYHON skese3pl >50—75%, TUTP ayToaHTUTEJ
mpoTuB B-KIeTOK ocTpoBKOB Jlamrepramca Goiee
1:5, BBITIOJTHEHNE BpaueOHBIX PEKOMEHAAIUN B OT-
cpoueHHbIN nepuox Menee yeM Ha 30% (Tabi. 3).
OTHoIIeHNe TMaHCOB PACCUYMTBIBATIU 10 OTHOIIE-
HUIO K TPYIIIIe HAIlMEeHTOB, Y KOTOPIX He HabIto/1a-
JIM Pa3BUTHS TE€X WU WHBIX OCJOXHEHWH W/Mjin
PEIUINBOB OCHOBHOTO 3200I€BAHUS.

YcTaHOBJIEHO, YTO YacTOTa Pa3BUTHUS DHIO-
KPUHHBIX OCJOKHEHUI y MAIlMeHTOB, TePEeHEeCITX
BIIEPBBIE OCTPBIl MaHKpeaTuT, coctaBmia 6—10%.
[Tpu aTom moaTBepskaeHHBbIN 10 cTangapTam BO3
MAHKPEATOreHHbII caxapHbIil anaber HaGJIOAaIN B
4,2% ciydaeB, HApyIIeHNE TOJIEPAHTHOCTH K TJIIOKO-
3e uepes 5 JIeT OTMeYIN Y 4% TallieHToB.

ITo panubiv smteparypsl [19, 20], 3naunmbiMu
MaTOTeHeTHIeCKNMHU (haKTOpaMH Pa3BUTHS TTaHKpea-
TOTEHHOTO CaXapHOTO AHabeTa sIBISIIOTCS CeTYIONINe:
3HAUNTEIBHOE YMEHBIIeHHE KOJIMIeCTBA OCTPOBKOB
Jlanrepranca n/nmm ux GyHKIINNA, CHUKEHHOE WHKpe-
TOPHOE BO37IEICTBHE HA 3JIEMEHTHI MO/IKETyI0THOM
JKeJie3bl, CTPYKTYPHbIe 1 (DYHKITMOHATIBHBIE TOCJE-
CTBWS OTIEPATUBHOTO JIEIEHST OCTPOTO MTAaHKPEaTUTa.

one of the factors determining the high probability of
pancreatogenic diabetes in patients with a history of
the first episode of severe acute pancreatitis.
Detection of a high titer of antibodies against B-cells
of Langerhans islets and high CD5+, CD19+ B1 cell
count in the acute stage of the disease increases the
development of endocrine pancreatic insufficiency
by more than 10-fold. The peak probability of the
pancreatogenic diabetes was observed in patients
with a titer of autoantibodies against B cells of
Langerhans islets of more than 1:5. The highest risk
of this endocrine complication was observed in
patients with a combination of autoantibody synthe-
sis and a damage of the pancreatic tail. The percent-
age of so-called «forbidden» B-lymphocytes generat-
ing the autoantibodies was an additional
independent predictor for the development of pan-
creatogenic diabetes. The number of CD5+, CD19+
B, cells in the blood correlated with the antibody
titer (#=0.91 P=0.016) demonstrating a strong link
between these parameters.

Other significant prognostic factors for pan-
creatogenic diabetes in patients with a history of
acute pancreatitis included the localization of the
pathological process in the tail of the pancreas, the
area of the pancreatic necrosis; and the volume of
tissue detritus and pancreatic tissue removed during
the surgical treatment of the underlying disease
(Table. 3). This fact is explained by the anatomical
features of the pancreas: the endocrine part of the
pancreas is presented by Langerhans islets, most of
which are located in the tail of the pancreas, the
smallest number is in its head [19, 20].

Thus, the patients with the involvement of the
pancreatic tail in the pathological process with a high
level of autoantibodies against B-cells of Langerhans
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[To mamum gaHHBIM, OTHUM U3 (HAKTOPOB, OII-
PEeNEeNSONNX BBICOKYIO BEPOSTHOCTb Pa3BUTHS
MaHKPEaTOreHHOTO caXapHoro auabera y HallleH-
TOB, MEPEHECHINX BIEPBbIE OCTPHI MaHKPEATUT
TSIKEJION CTEINeHU, SIBJISIETCS Pa3BUTHE ayTOUM-
MYHHBIX MEXaHU3MOB MOBPEXKICHNUS TKAaHU KeJe-
3bl. OOHaApyKeHUE YKe B OCTPOM MEPHUOLE OCHOB-
HOro 3a00JIeBaHUS TIOBBIIIEHHOTO TUTPA aHTHTE]
MIPOTUB KOMIOHEHTOB B-kieTok octpoBkoB JlaH-
repraica, BbICOKOW KOHIleHTparuu B -mmmdporn-
toB (CD5+/19+) yBennuymBaer MIaHC Pa3BUTHUS
HJIOKPUHHOM HEIOCTATOYHOCTHU TOKETYTOUHOM
xene3nl 6omee uem B 10 pa3. MakcumanibHyto Be-
POSITHOCTD Pa3BUTHS MAHKPEATOTEHHOTO CaxapHO-
ro auabera HabGJIIOMAIN Y TAIIUEHTOB C TUTPOM ay-
TOAHTUTEJ  TPOTHUB  B-KJIEeTOK  OCTPOBKOB
Jlanrepranca 6osiee 1:5. OcoGEHHO BBICOK PHUCK
Pa3BUTHUS JAHHOTO HHIOKPUHHOTO OCJIOXKHEHUS Y
HAIMEHTOB ¢ COUeTaHEeM BBIPAOOTKHU ay TOAHTHTE]
U MOpa)keHWeM XBOCTa IOJKETYIOYHON Kese3bl.
JlonoTHUTEIbHBIM HE3aBUCHMBIM TTPOTHOCTUYEC-
KUM KPUTEPUEM BBICOKOU BEPOSTHOCTH Pa3BUTHS
MaHKPEaTOreHHOTO caxapHOTro auabera OBLI MPO-
IEHT TaK Ha3bIBAEMbIX «3aIPeNleHHbIX> B-mumdo-
IIUTOB, TeHepupylomux ayroantutena. Comepska-
uue B-nmumponuros (CD5+/19+) B KpoBuU 4eTKO
koppeauposano (r=0,91 mpu p=0,016) c Turpom
AHTHUTEJN, YKa3bIBask HA CYIIECTBEHHYIO CBS3b JlaH-
HBIX TIPOIECCOB.

JlpyruMu IPOTHOCTUYECKU 3HAYUMBIME (haKTo-
pamMy Pa3BUTHSI TAHKPEATOTEHHOTO caXapHOTo auabe-
Ta y MAI[MeHTOB, TIEPEHECINX OCTPHIN MaHKPEATHT,
OKa3aJIMCh JIOKATU3AIHS TTAaTOJOTHIECKOTO MpoIiecca
B XBOCTE TIO/[KEITYIOTHON JKeJIe3bl, TII0Nah HeKpo3a
HOJKETY IOUHOI JKeJIe3bl 1 00beM yIaJIeHHOTO TKaHe-
BOTO JIETPUTA U TKAHU TIOJIKEJTYIOTHOM KeJle3bl ph
XUPYPIUYECKOM JICYEHUH OCHOBHOTO 3a00JIeBaHIIs
(tabu. 3). Itor (PaKT, O4EBUAHO, OOBICHIAETCA AHATO-
MIYECKIMHU OCOOEHHOCTSIME TTOJIKETYI0UHOM JKete-
3b. 9HJIOKPUHHAS YaCThb TOJKENYTOUYHON >KeJe3bl
IpejicTaBIeHa OCTPOBKaMu JIaHTrepraHca, moaBJisio-
1ee GOJIBIITMHCTBO KOTOPBIX HAXOAUTCS B XBOCTOBOI
YaCTH MOJKETYZI0UHON Kesle3bl, HAMMeHbIIlee — B ee
rosnoBke [20, 21].

TakuMm o6pazoM, HauOOJBIIYIO BEPOSITHOCTDH
PasBUTHUSI MAHKPEATOTEHHOTO caXapHOTO amadera
HMEJIA T€ TAIUEHTHI, Y KOTOPBIX HAOJII0ali BOBJIE-
YeHWe B MaTOJOTHIECKUH TTPOTECC XBOCTA MO/KEY-
JIOYHON JKeJie3bl TIPU JI0CTaTOYHO BBICOKOM YDPOBHE
AyTOAHTHUTEJ TIPOTUB KOMIIOHEHTOB B-KJieTOK ocCT-
poskoB Jlanreprarca. HesbimosiHeHHEe BpadyeOHBIX
pekoMenganuii B oobeme 6osee 70% ¢ 60JbIION 10-
Jielt BEPOSITHOCTH B OT/IAJIEHHON MTEPCITEKTHBE MOXKET
MIPUBOJIUTH K PAa3BUTUIO XPOHUUYECKOTO TAHKPEATUTA
U MOCTHEKPOTHYECKUX TICEBIOKUCT MOJKEITYI0OUHOM
skesie3bl. OCcOOGEHHO BO3PACTAET PUCK PA3BUTHS 9THX
OT/IAJIEHHBIX OCTOKHEHUN Y MAHEHTOB ¢ OOMBIIOi
TIJTOIIA/IBIO TTOPAKEHNUST TOKETYIOUHOI JKeTe3hl.

islets had the highest probability for the development
of pancreatogenic diabetes. Fail to comply with more
than 70% of medical recommendations more likely led
to the development of chronic pancreatitis and post-
necrotic pancreatic pseudocysts in the delayed period.
The risk of the delayed complications is higher in
patients with a larger area of pancreatic lesion.

Additional factors for the development of pan-
creatogenic diabetes in patients with acute pancre-
atitis with a destruction area of more than 75%
included the peculiarities of the course of chronic
pancreatitis. The latter, in case of total and subtotal
destruction of the pancreas during the 5-year follow-
up developed 4 times more frequently, than in
patients with a smaller lesion area. Systematic non-
compliance with medical recommendations by more
than one fourth contributed to the development of
chronic pancreatitis, increasing the chances of evolu-
tion of the acute form into a chronic one.

Fibrous process formed a vicious circle on the
background of the hypoxic activation of fibroblasts,
logically led to a decrease in the endocrine cell count
in the pancreas; the latter also occurred due to a
higher hypoxia sensitivity of B cells as compared to
A cells [19, 21—23]. As a result, progressive fibrosis
of the pancreatic parenchyma along with inflamma-
tory and degenerative changes lead to a significant
reduction of B-cells of Langerhans islets and natural
decrease of endogenous insulin secretion [24, 25].

The pathogenic factors for pancreatocyte
destruction in acute and chronic pancreatitis are dif-
ferent. In acute destructive pancreatitis, the enzy-
matic destruction of pancreatic cells (autolytic
process) is observed, followed by autoantibody
release, aggravating the destructive processes in the
pancreas. In chronic process, the key factor for pan-
creocytes destruction is hypoxia due to compression
of the cells, blood vessels and nerve endings by the
connective tissue structures.

Key factors, increasing probability for post-
necrotic pancreatic pseudocysts development, in
decreasing order of importance, include patient's com-
pliance with less than 30% of medical recommenda-
tions in the late period; the area of pancreatic lesions
of 50—75%, and involvement of pancreatic tail.

Conclusion

Results demonstrate the dependence of severe
ADP development in the delayed period on a number
of pathogenetic factors. Data confirm: (i) the role of
autoimmune mechanisms and localization of the
pathological foci in the pancreatic tail in the develop-
ment of pancreatogenic diabetes; (ii) the role of the
inflammation area in the progression of post-necrotic
pancreatic pseudocysts; (iii) the importance of
patient's compliance in development of chronic pan-
creatitis due to extensive destruction of the pancreas.
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JlomnosinurenbHbIMU  (DaKTOPaMKU  Pa3BUTHS
[AHKPEaTOreHHOTO caXapHoro jauabera y GOJbHBIX,
[epeHecInX OCTPIN MAHKPEATUT C IJIOIA/IbIO Topa-
JKEeHUs JKeqesbl Gojiee 75%, SABUIMCH 0COOEHHOCTH
TeueHUsT XPOHNUECKOTo maHkpeaTtuta. Ilociennuii B
cilydae TOTAJIBHOTO W CyOTOTAIbHOTO TOPAKEHIIS
O/PKEJTYI0UHOM JKeJIe3bl B TEY€HHUE TOCTEYIONINX 5
JIET pa3BUBAJICS B 4 pasza vallle, YeM Yy TAIlUEHTOB C
MEHBIIMM TI0 IJIOIaAKX MopaxkeHueM. Pa3zBuTHio
XPOHUYECKOTO MaHKPEaTUTa TaKKe CIocoOCTBOBAIO
cucTeMaTnyeckoe HecoOogeHe BpaueOHbIX PEKO-
MeH 1aluii 6oJiee YeM Ha YeTBEPTh, YBEJINUNBAs IaH-
CHI TAJTbHEHTIIEH 9BOTIOIUH OCTPOH (hOPMBI BocITase-
HUS B XPOHUYECKYIO.

DubposHbIii mporece, hopMupyoluii Ha hoxe
IMIIOKCHYECKON akTuBaiuu (GubpobIacToB 1mMopod-
HBIH KPYT, 3aKOHOMEPHO MPUBOINJ K YMEHbBIICHITO
KOJIMYECTBA HHIOKPUHHBIX KJIETOK MOJKENTyI0UHOM
JKeJIes3bl, 4eMy CrtocoOCTBOBaIA TakKe OOJIbIIIast 4yB-
CTBUTEJIBHOCTb B-KJIETOK K TUIIOKCHH, 4eM A-KJIETOK
[20, 22—24]. B wurore mporpeccupytoinii ¢hpudbpos
MAapPEeHXUMbI MTO/KETYIOUHOI JKeJie3bl HapsiLy ¢ BOC-
MaJUTETBHBIMI W IeT€HEePATUBHBIMU M3MEHEHUSIMI
MIPUBOMI K CYIIECTBEHHOMY YMEHbIIEHHIO OOIIEro
KoJimdyecTBa B-kieTok ocTpoBKOB JlaHTepranca u 3a-
KOHOMEPHOMY CHUZKEHUIO CEKPEIUU HHIOTEHHOTO
uHcyauHa [25, 26].

[IpuHIMIIMAIBLHO Pa3IMYalOTCs TaTOreHeThYe-
ckre (haKTOPbl JIECTPYKIUU TAHKPEATOIUTOB TIPH
OCTPOM M XPOHMUYECKOM TIPOIECCe B MOKENTyIOUHOM
xkesese. IIpu oCTPOM IECTPYKTUBHOM TMaHKpPeaTUTE
“MeeT MeCTo (hepMEHTATUBHAS JECTPYKIUS KJIETOK
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opraHa (ayTOJUTUYECKUH TpoTecc) M, KaKk CJIeCT-
BHe, BBIPAOOTKA ayTOAHTUTE, YCYTYOJISIONINX eCT-
PYKTUBHBIE TIpoIiecchl B skejiese. [Ipu xpoHusanum
mpoiecca KJI0YEBBIM (DaKTOPOM JIECTPYKIIUK TIaH-
KPeaToIUTOB SIBJISIETCSI TMIIOKCUSI BCJIEJCTBUE ClIaB-
JIEHUSI KJIETOK, COCY/IOB M HEPBHBIX OKOHYAHWI CO-
€/IMHUTEbHO-TKAHHBIMU CTPYKTYPAMH.

KiioueBbiMu (hakTOpaMu, ITOBBIIIAIONIUMHY Be-
POSITHOCTDH Pa3BUTHsI TIOCTHEKPOTUYECKHUX 1CEBIO-
KHUCT TIOJKEJTYIOUHON JKeJie3bl B TOPSIIKE YMEHb-
MEeHNUsT 3HAYUMOCTH, SBJISIOTCSI BBINOJHEHUE
BpauyeOHbIX PEKOMEH/IAIUI B OTCPOYEHHBIH IEePUO/IL
MmeHee ueM Ha 30%, TI0MIa/b TOPasKEHUST TIOKeIY-
JOouHO# sKeme3bl >50—75%, mopaskeHHe XBOCTa
TTO/IZKEJTY IOUHOM JKeJIe3bl.

3akiaouyeHue

TaxrM 06pasoM, PE3yJIBTaThl BBITOJHEHHOTO HC-
CTIEJIOBAHWS CBU/IETETBCTBYIOT O 3aBUCUMOCTH XapaK-
Tepa ABOJIIOIMH OCTPOTO JIECTPYKTUBHOTO MAaHKPEATH-
Ta TSKEJION CTelleH B OTAQJIEHHOM ITE€PHOJIe OT Psijia
TMaToTeHeTHYeCKUX (hakTOpoB. B gacTHOCTH, TOKa3aHA
POJIb AyTOMMMYHHBIX MEXaHU3MOB U JIOKAJIM3AINN
MATOJIOTUIECKOTO Ouara B XBOCTE MOJKETYIOUHOM
JKeJie3bl B Pa3BUTHUU [MAHKPEATOTEHHOI'O CaxXapHOTO
JrabeTa; poJib ILIOMAAN BOCIAINTEIHLHOTO MIPOIecca
B Pa3BUTUN ITOCTHEKPOTUYECKUX TICEBIOKUCT MOJIKE-
JIYIOYHOM JKeJie3bl; 3HAYMMOCTb TPUBEPKEHHOCTH
BpayeOHbIM HA3HAYEHUSIM B BEPOATHOCTH Pa3BUTHUS
XPOHHUYECKOTO HaHKpeaTuTa Ha (hoHe IepeHeceHHOTo
OOIIMPHOTO TTIOPAKEHISI IOKETYI0OUHON JKeJIe3bl.
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YUYEHBIX CTeleHei.

»  Obwas peanumamonozus.

Jluccepranuy Ha COMCKaHME YYEHOH CTENEHH JO0KTOpa HayK 6e3 omyou-
KOBaHHS OCHOBHBIX HAYYHbBIX PE3yJIbTATOB B BEAYIIUX KYPHAJIAaX U U3JAAHUSX,
nepeueHb KOTOPhIX YTBEP:KAeH Bbicuiell arTecTanMOHHO KOMHCCHEH, OyayT
OTKJIOHEHBI B cBA3U ¢ HapymeHueM 1. 10 [lono:keHus o nopsaake npucy:kaeHust

[Tepeuens sxypuamos BAK, uzgaBaembix B Poccuiickoii Deepaiiuu 1o cre-
mranbHocTh 14.01.20 « AHecTe3moI0THs 1 peaHUMAaTOJIOT US>, B KOTOPBIX PEKOMEH-
Jyercs yOJIMKalusl OCHOBHBIX Pe3yJIbraToOB [MCCepTaliii Ha COMCKaHUe YYeHOI
CTETIeH! JIOKTOPA U KaHIU/IaTa MEUITMHCKUX HAYK:

*  AHnecmesuonozusi u peanumMamosozusl,
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