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BeepeHue. llatomopdonornyeckne u3meHeHua npu AeCTPYKTUBHOM
MaHKpeaTuTe pa3BUBAIOTCA KaK B NOAXeENYAO0UHOI Xene3e, Tak U B Pa3ANUHbIX
OpraHax 1 TKaHAx, YTo onpefenaeT KAMHUYECKoe TeyeHe 1 Ncxop 3abonesaHus.
Haubonee yacTo npu AeCTPYKTUBHOM NaHKpeaTUTe NOPaXkaloTCA cepAeyHo-
NeroyHaa C(UCTema, a Takxke neyeHb, MOYKM, 1 roN0BHOI Mo3r. [opaxeHne
3TUX OPraHoB-MULLEHEN ABAAETCA OJHUM U3 OCHOBHbIX 3BeHbEB NaToreHe3a
11 TaHaTOreHe3a Npu AeCTPyKTUBHOM NaHKpeaTuTe U NpeAcTaBAAeT uHTepec
He TONbKO ANA XMPYProB, HO U AN1A Bpaueli Apyrux cnewnanbHocTeld, B TOM
yucne 1 Kapauonoros.

Llenb. MpoBecTn peTpocneKTUBHbI aHanu3 Hanbonee YacTo BCTpe-
yaoLLMXcA MOPYOCTPYKTYPHBIX M3MEHEHNIA B CEPAEUHO-NIErOYHOI CUCTEME
1 ApyruX OpraHax-MULLEHAX N0 pe3ynbTaTaM NPOTOKOOB BCKPbITUA YMepLUNX
OT JeCTPYKTUBHBIX OPM OCTPOTO 1 XPOHUYECKOT0 NaHKpeaTTa U BbIABUTb
Haunbonee xapakTepHble MOPGOCTPYKTYPHbIE U3MEHEHIA B OpraHax-MULLEHSAX.

Matepuanbi u meTopbl. [poBe/ieH PeTPOCNEKTUBHDIIA aHaNN3 Pe3ybTaToB
TUCTONOTMYECKOr0 UCCNIef0BAHMA OPraHoB-MuLLeHell 203 NaLueHToB, yMepLUnX
0T 0CTPOro naHKkpeatuTa (K.85) M XpoHMUECKOro naHKpeaTuTa C CXOA0M B NaH-
KpeoHekpo3 (K.86) B Xupypruyeckux oTAeNeHUAX n 0TAENEeHNAX MHTEHCUBHO
Tepanui 1 peaHumaLan CTaumoHapoB . Muxcka 3a 2015-2019 rr.

Pe3ynbratbl. B Hawwem 1ccnefoBaHNN M3yyeHbl XapaKkTep 1 CTPYKTypa
MOPQOCTPYKTYPHDIX U3MEHEHWI B NOKENYA0YHON Kene3e 1 OpraHax-MULLEHAX
(cepaue, nerkue, neyeHb, MOUKN, Cene3eHKa U enynok) npu AecTpyKTUBHOM
naHKkpeatute.

BbiBopbl. [py fecTpyKTUBHOM NaHKpeaTuTe HabniofatoTca ry6okme Anc
Tpoduyeckue, HeKpPOTUYECKME, LUPKYNATOPHbIE 1 BOCNANUTENbHbIE U3MeHeHNA He
TONbKO B TKaHI NOZXKENYA0UHOI ene3bl, HO 1 B OpraHax-MULLEHAX, KOTOPbIMU
B NepByto 0uepeb ABNATCA CepALE, IETKHE, NeYeHb, NOUKM 1 FONOBHOI MO3T.
B MuoKkapze BbIABNAKTCA OTEK, LMPKYNATOPHbIE U ANCTPOdUYECKIE U3MEHEHNA,
B NIETKINX — OTeK, LUPKYNATOPHbIE U3MEHEHNA 11 NOPAXKEHIe aNbBEeOLNTOB.
B nomxenynouHoii xenese 0TMeYaloTCA HeKPO3bl, NeiKoLNTapHas MHGUAbTPaLMA
11 TeMoppariu, To eCTb 0iHOBPEMEHHO HabtoAaTCA Kak HeKpOTMYeCKIe, TaK
11 BOCMAnuUTENbHble U3MeHeHUA. B neueHn Hanbonee TUNUYHBIMUM M3MEHEHNAMN
ABNATCA NeiiKoLMTapHaA MHGUABTPALNA NOPTANbHbIX TPAKTOB, KUPOBaA
ANCTPodUA renaTuTos, NONHOKPOBIE COCYA0B U paclunpeHine Kanunnapos,
LIeHTpasbHbIX BEH 1 CUHYCOMA0B. B TKaH noyek npeobnajalot LunpKynaTopHble
U3MEHeHIs, HeKPO3 1 AUCTPOdUA INUTENNA U3BUTBIX KaHANbLIEB, ABNALLMECA
MopPonoruyeckum cybcTpaTom 0CTpoii NOYeYHOI HeLOCTaTOUHOCTH. B ronoBHOM
MO3re BbIABNANTCA OTeK, LUPKYNATOPHbIE U AUCTPODUUECKIE M3MEHEHUA.
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. DyHAameHTanbHble NccneaoBaHua

Introduction. Pathomorphological changes in destructive pancreatitis
develop both in the pancreas and in various organs and tissues, it determining the
clinical course and outcome of the disease. Most often in destructive pancreatitis,
the cardiopulmonary system is affected, as well as the liver, kidneys, and brain.
Damage to these target organs is one of the main elements of pathogenesis and
thanatogenesis in destructive pancreatitis and is of interest not only for surgeons,
but also for other clinical specialists, including cardiologists.

Aim. To conduct a retrospective analysis of the most common morphostructural
changesin the cardiopulmonary system and other target organs based on the results
of autopsy reports of the deceased from destructive forms of acute and chronic pancreatitis
and to identify the most characteristic morphostructural changes in the target organs.

Materials and methods. A retrospective analysis of the findings
of histological examination of target organs of 203 patients who died from acute
pancreatitis (K.85) and chronic pancreatitis with an outcome of pancreonecrosis
(K. 86) in the in-patient surgical departments and intensive care and resuscitation
units of Minsk over the period of 2015-2019 was performed.

Results. In the course of study, we investigated the nature and structure of
morphostructural changes in the pancreas and target organs (heart, lungs, liver,
kidneys, spleen, and stomach) in destructive pancreatitis.

Conclusions. In destructive pancreatitis, deep dystrophic, necrotic, circu-
latory and inflammatory changes are observed not only in the pancreatic tissue,
but also in the target organs, which are primarily the heart, lungs, liver, kidneys
and brain. In the myocardium, edema, circulatory and dystrophic changes
are detected, in the lungs - edema, circulatory changes and alveocyte damage.
In the pancreas, necrosis, leukocyte infiltration and hemorrhages are noted,
i.e. both necrotic and inflammatory changes are observed at the same time.
In the liver, the most typical changes are leukocyte infiltration of the portal
tracts, fatty dystrophy of hepatocytes, vascular fullness and dilation of capillaries,
central veins and sinusoids. The kidney tissue is dominated by circulatory changes,
necrosis and dystrophy of the epithelium of the convoluted tubules, which are
the morphological substrate of acute renal failure. Edema, circulatory and
dystrophic changes are detected in the brain.
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BBegeHune

[Tatromop¢onorudeckue n3MeHeHUs IpK
mecTpykTuBHOM maHkpearute ([III) pasBusatorcs
KaK B IIO[[)KeTTyIOYHOI efle3e, TaK M B pasyy-
HBIX OpraHax M TKaH:AX, YTO OIpefieifieT KIMHN-
yecKoe TedeHue U ucxoq sabonesannd (1, 2, 3].
Hawub6onee wacro npu [II mopaxkaworcs cep-
LedHO-JIeTOYHasA CUCTEMaA, a TaK)Xe IIeYeHb,
MIOYKY U TOJIOBHOM MO3T [3, 4]. [ToparkeHne aTnx
OpraHOB-MUILIEHEN AB/IAETCA OfIHUM 13 OCHOBHBIX
3BeHbEB T1aToreHesa 11 TaHaTorenesa mpu JII1 [4, 5].
B cBA3K ¢ BBILIEN3/IOKEHHBIM IIOpaXkeHNe Op-
raHos-muinenen npu JII npengcrasnser nHre-
pec He TOIBKO /1 XUPYPIOB, HO U [/ Bpadeil
APYTUX CIIeLMabHOCTEll, B TOM YMC/Ie U Kap-
IVIOJIOTOB.

Henp. [IpoBecTn peTpOCNeKTUBHBIN aHa-
nu3 Hanbosree YacTO BCTPEYAIINXCI MOPPO-
CTPYKTYPHBIX MI3MEHEHUI B CepAIeYHO-/IETOYHON
cucTeMe M ApPYrUX OopraHax-MHUIIEHAX IO pe-
3y/JbTaTaM IPOTOKOJIOB BCKPBITUSA yMEPIINX
OT AeCTPYKTUBHBIX GOPM OCTPOTO M XpOHUYe-
CKOTO IaHKpeaTUTa ¥ BBISABUTDH Hanbosee xa-
PaKTepHbIE MOp(bOCprKTypHI)Ie M3MEHEHU A
B OpraHax-MUIIEHAX.

MaTtepumanbi n metToabl

VccnepoBanue mpoBefeHo Ha 6ase kaden-
pot o61meit xupypryuu BI'MY 1 Munckoro ropoa-
CKOTO K/IMHMYeCKOTO IIaTOI0T0aHATOMMIYEeCKO-
ro 6ropo. ITpoBeseH peTpOCIIEKTUBHBII aHA/IN3
203 mpOTOKOJIOB BCKPHITUS YMEPIINX OT OCTPO-
ro nankpearuta (K.85) n XpoHM4eCKOro MaHK-
peaTuTa ¢ MCX0A0OM B maHKpeoHekpo3 (K.86),
HAaXO[MBIINXCS HA JIEYEHNN B XMPYPruUdecKnx
OTZE/IeHNSIX U OTHAE/ICHNIX MHTEHCUBHOI Tepa-
UV M peaHVMal|y CTallIOHapoB I. MIHCKa 3a
2015-2019 rr. CpegHunit BO3pacT NalieHTOB CO-
craBus 57 (45-72) ner. B uccnenyemoit rpymie
>KeHIMH 651710 78 (38,4%), my>xunH 125 (61,6%).
I mnTenbHOCTD peObIBaHNA B CTALIMOHAPE [JIA

203 manmueHTOB [0 eTabHOTO MCXO/la COCTa-
Bua 12 (45-72) xoiiko-gHeit. VI3 203 mammeHToB
OHepaTI/IBHbIe BMeEIIaTe/NIbCTBA BBIIIO/THATINCDH
119 manmeHTaM, 4TO cocTaBUIO 58,6%. 68 ma-
IueHTaM ObII0 IpoBefeHo 2 u 6oee omepa-
TUBHBIX BMEIIATEIbCTB, YTO COCTaBMIIO 57,1%
OT KOIMYECTBA ONEPUPOBAHHBIX IAI[MEHTOB.
Hamnbomnee 4acTo HpOBOAMINCDH ClIefyIolne
BUJBI ONIEPATMBHBIX BMEIIATE/IbCTB: TAIAPOTO-
MU WM pelalapoTOMMNA, CAaHALMA U JpeHN-
poBaHye GPIONIHOI MOTOCTY ¥ CaTbHUKOBOII
CYMKU, JIaIIapOlleHTe3 U JpeHMpOBaHue OpIoll-
HOII TTOJIOCTY, TTAHKPEAaTOHEKPCEKBECTPIKTOMIUS,
IpeHUpOBaHMe CAIbHUKOBOI cyMKu nof, Y3V
KOHTPOJIEM, XOJIEL[MICTIKTOMI A, XONIe0X0CTO-
M1 10 XOJICTeNY, CIIEHOKTOMM A, MAIIUIOC-
(GUHKTEpOTOMMS, BUPCYHTOTOMUS U [JPYTHE.
Cpeny coOmyTCTBYIOLIEI TATONMOTUN Y TALIMeH-
TOB C JIeCTPYKTVMBHBIM NIAHKPEATUTOM IIpeoba-
JaJIa TIaTOOTMsI CePAEUHO-COCYAUCTON CUCTEMBI.
Y 71,5% nanueHTOB OTMeYascs aTepOCKIepos
aopThl, Y 67,5% — ninemmdeckas 60mesHb ceph-
1a, 1uddysHblil Kapauocknepos, y 50% — ap-
TepuajabHasg TMIEPTeH3uA, y 36,5% — 3acToii-
Hasl cepyedHas HeOCTaTOYHOCTb. 1o laHHBIM
ayToncuy Hambosee 4YaCTBIMU OC/IOKHEHVSIMM
y yMepimnx ot JIT Oblin: mapeHXuMaTO3HAA
puctpodust opranos 6prourHoit monoctu (96%),
napanaHkpeatut (96%) ¢epMeHTaTUBHbII Hepy-
TOHUT (64%) ¥ pacIpocTpaHeHHbIT PrOPMHO3-
HO-THOJHBI TepuToHNT (49%). Pexe BcTpeya-
JIVCh: PAaCIPOCTPAaHEHHBII CepO3HO-(HUOPO3HBIIT
nepuTOHUT (16%) ¥ TICEBIOKMUCTHI OMKENTY0Y-
Hoi1 xxernesbl (14%) (trabnuma 1).

Han6oree qacTsIMM OCTIOXXHEHUSIMU CO CTO-
POHBI OpraHOB-MuIleHel y ymepuux ot JIT
6prm1: HeKpoTdeckuit Hedppos (97,0%), momop-
ra”HasA HeOCTaTOYHOCTD (95,6%), OTEK TOTIOBHOTO
mosra (90,7%), bporxonHeBMoHMs (45,4%). Pesxe
BCTPeYanuCh reMOPPArnIecKuii OTeK JTerKuX
(39,0%), remopparudeckuit cuagpom (12,5%)
u ceposHo-pubposuslit mwiespur (11,0%) (tab-
nnia 2).
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Tabnuua 1.

CTpYKTYpa 0CNOXHEHMIA CO CTOPOHBI BpHOLLHOIE MoNOCTY
11 3a0PIOLUNHHOTO NPOCTPAHCTBA Y NALNEHTOB, yMePLUNX
0T IeCTPYKTUBHOTO NaHKpeatuta (n = 203)

OcnoXHeHnA AECTPYKTUBHOIoO Konuuectso, Yacrora,

naHKpeaTuta abc. %
MapeHxmmaTo3Has guctpodua 195 96%
OpraHoB OPIOLLIHOW MOOCTY
MNapanaHkpeaTut 195 96%
OmeHTO6YpCUT 132 65%
(QepMeHTaTVBHbIN NEPUTOHUT 131 65%
PacnpocTpaHeHHblii prOprHO3HO- 99 49%
FHOVIHbIA NEPUTOHUT
PacnpocTpaHeHHbI cepo3Ho- 33 16%
GUOPVHO3HDBIV NEPUTOHUT
lNceBpoKUCTa NOAXKeNyA0UHOM 29 14%
Xenesbl
[emaToma B nonocTun 4 2%

CaNbHNKOBOW CYyMKUN

Table 1.
Pattern of peritoneal and retroperitoneal complications
in patients deceased from destructive pancreatitis (n = 203)

Complications of destructive Quantity, Incidence,

pancreatitis abs. %

Parenhymatous degeneration 195 96%
of abdominal cavity organs

Parapancreatitis 195 96%
Omentobursitis 132 65%
Enzymatic peritonitis 131 65%
Generalized fibrinopurulent 99 49%
peritonitis

Generalized serofibrinous peritonitis 33 16%
Pseudocyst of pancreas 29 14%
Haemotoma in the region 4 2%

of peritoneal omental sac

Tabnuua 2.
(TpyKTYpa OCNIOXHEHWIA CO CTOPOHDI 0PraHOB-MULLIEHeI!
¥ NaLMeHTOB, yMepLLUX 0T eCTPYKTUBHOr0 NaHKpeatwTa (n = 203)

OcnoxHeHunsa AECTPYKTUBHOIO KonuuectBo, Yacrtora,
naHkKpeaTuta abce. %
HekpoTtuuecknii Heppo3s 197 97,0%
MNMonvopraHHasa HeOCTaTOYHOCTb 194 95,6%
OTeK rofloBHOro Mo3ra 184 90,7%
BbpoxxonHeBmoHuA 92 45,4%
[emopparnyeckunii oTek nerkmx 79 39,0%
[emopparnyecknii CMHAPOM 25 12,5%
Cepo3HO-PpUOPVHO3HDIV MNEBPUT 22 11,0%
BTopunyHasa nwemunyeckas 5 2,4%

ancTpodua mmokapaa

Table 2.
Pattern of target-organ complications
in patients deceased from destructive pancreatitis (n = 203)

Complications of destructive Quantity, Incidence,
pancreatitis abs. %
Necrotic nephrosis 197 97.0%
Multiple organ failure 194 95.6%
Cerebral edema 184 90.7%
Bronchopneumonia 92 45.4%
Hemorrhagic pulmonary edema 79 39.0%
Hemorrhagic syndrome 25 12.5%
Serous-fibrinous pleuritis 22 11.0%
Secondary ischemic myocardial 5 2.4%

dystrophy

Beiny npoananusuposansl 1500 cepuitHbIx
TUCTONOTMYECKUX CPE30B BHYTPEHHMX OPTraHOB-
MUIIEHEN Y YMEPIIUX, BKIIOYAsA TKaHU IIede-
HI, JIETKUX, II0YeK, CePAlia, FOIOBHOTO MO3Ta,
JKENyJIKa M Cele3eHKN. BhIMOMHAmach OKpacka
IIperapaToB reMaTOKCUINH-303MHOM II0 CTaH-
mapTHOI MeTofguKe. [[Jisl CTaTUCTUIeCcKoit 06pa-
OOTKM IIONTyYEeHHBIX JaHHBIX UCIIONb30BA/INChH
METOM bl MapaMeTPUYECKON U HellapaMeTpu-
YECKON CTaTUCTUKMU.

PesynbTatbl

B muokapye Hanboee 4acTo BCTpedasnch
crenyoue MOpPOCTPYKTYPHbIE M3MEHEHMSI:
[IOJTHOKPOBHE COCYJ0B MUKPOLMPKYIATOPHO-
ro pycna (99,0%), HepaBHOMepHOe HaIlOJTHEHMe
Muokappa (98,5%), MexxyTouHslit oTek (93,1%),
runeprpodus Kapguomunonutos (87,7%), me-
PUBACKy/IsApHbI cKIepos (79,8%), pparmenTa-
U KapaUuoOMUOLUTOB (66,5%), KapamnocKie-
po3 (51,7%) (tabmuua 3).

Mopdonornyeckue npusHaku CEOITEEED, SEEGT),
ab6c. %
MeKyTouHbIN oTeK 189 93,1%
HepaBHOMepHOe HanonHeHne 200 98,5%
MUOKapAa
Kapanocknepos 105 51,7%
MepuBacKynApHbI CKepo3 145 71,4%
MonHokpoBKe cocynos 201 99,0%
MUKPOLMPKYNATOPHOrO pycna
[nctpodunueckne nsmeHeHns 162 79,8%
KapAvOMMOLUTOB
MoTepsa nonepeyHon 27 13,3%
MCYEPUYEHHOCTUN KapAVIOMUOLIMTOB
Anpa coxpaHeHbl 195 96,1%
OuaroBas N3BUTOCTb 49 24,1%
KapAMOMMOLNTOB
OparmeHTaLMA KapPANOMUOLITOB 135 66,5%
Hekpo3 kapanommoumnTos 6 3,0%
[MnepTpodua KapaMomMnoLnToB 178 87,7%
KpoBounsnuaHuma 15 7,4%
Noj 3HAOKAPAOM
Morphological signs Quaa;:-ity, Incit:/:nce,
Interstitial edema 189 93.1%
Uneven filling of the myocardium 200 98.5%
Cardiosclerosis 105 51.7%
Perivascular sclerosis 145 71.4%
Fullness of the vessels 201 99.0%
of the microcirculatory bed
Dystrophic changes 162 79.8%
in cardiomyocytes
Loss of transverse striation 27 13.3%
of cardiomyocytes
Cores saved 195 96.1%
Focal tortuosity of cardiomyocytes 49 24.1%
Fragmentation of cardiomyocytes 135 66.5%
Cardiomyocyte necrosis 6 3.0%
Cardiomyocyte hypertrophy 178 87.7%
Hemorrhages under the endocardium 15 7.4%
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Tabnuua 3.

XapakTep
MOPGOCTPYKTYpPHbIX
U3MeHeHWiA B M1OKapae
MaLNEHTOB, ymepLIAX

0T leCTPYKTUBHOIO
naHkpeatuTa (n = 203)

Table 3.

Nature

of morphostructural
changes

in the myocardium

of the patients deceased
from destructive
pancreatitis (n = 203)
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Tabnuua 4.

XapakTep MopdocTpyk-
TYPHbIX M3MeHeHHiA

B JIETKVIX Y MALMEHTOB,
YMepLUUX OT 1eCTpyk-
TUBHOrO NaHKpeaTuTa
(n=203)

Table 4.

Nature

of morphostructural
changes in the lungs

of the patients deceased
from destructive
pancreatitis (n = 203)

Tabnuua 5.
BbipaxeHHoCTb neitkouy-
TapHOIl MHUNBTpaLIN
MOpTaNbHbIX TPAKTOB

Y NALMEHTOB, yMepLUMX
0T JieCTPYKTUBHOTO
naHkpeatuTa (n = 203)

Table 5.

The intensity of leukocyte
infiltration of portal tracts
in patients deceased from
destructive pancreatitis
(n=203)
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B nerxux npu JII Hanbonee yacro BcTpe-
Ya/IICh ClIefyoIe MOpOCTPYKTYpHbIE U3Me-
HEHUsT: TIOJTHOKPOBIE Me)XXaIbBeO/IIPHBIX IIepe-
ropofiok (97,5%), oTeuHast XXUAKOCTb B IPOCBETE
anbBeort (96,1%), TomHOKpoBHe cocynos (93,1%),
HpI/ICyTCTBI/Ie HeCKBaMI/IpOBaHHOI‘O SIINUTENNA
B 1pocBeTte GpoHX0B (68,0%), TeIIKOLUTHI B IIPO-
cBere anbBeos (49,8%) (tabnuiia 4).

Mopdonornueckue npnsHaku LCITREEED, SOEliy,
abc. %
OTeyHasA XKNAKOCTb B NpocBeTe 195 96,1%
anbseon
JlenkouunTbl B NPOCBETE a/ibBEOS 101 49,8%
lMonHoKpoBUE MeXKanbBeoNAPHbIX 198 97,5%
neperopofok
CnyuweHHbleanbBeoUNTb, 173 85,2%
remocuaepodaru n ceexme
SPUTPOLITBI B MPOCBETE afibBEON
CybnneBpanbHble aTeneKkTasbl 45 22,2%
NprcyTcTBME AECKBAMUPOBAHHOIO 138 68,0%
3MUTeNVs B NPOCBETE BPOHXOB
MuKpoTpom603bl COCYyANCTOro 35 17,2%
pycna
SpuUTpOoUUTaPHBIECTASXKN 36 17,7%
Kanunnapos
MonHokpoBKe cocynos 189 93,1%
«lllokoBoe nerkoe» 24 11,8%
Morphological signs Qu:::'ity, Inci(j/oence,
Edematous fluid in the lumen 195 96.1%
of the alveoli
Leukocytes in the lumen 101 49.8%
of the alveoli
Fullness of the interalveolar septa 198 97.5%
Exfoliated alveocytes, 173 85.2%
hemosiderophages, and fresh
erythrocytes in the lumen
of the alveoli
Subpleural atelectasis 45 22.2%
The presence of desquamated 138 68.0%
epithelium in the lumen
of the bronchi
Microthrombosis of the vascular bed 35 17.2%
Erythrocyte sludges of capillaries 36 17.7%
Vascular fullness 189 93.1%
“Shock lung” 24 11.8%
Bbip 0CTb LUTapHOM Konuuecteo, Yacrora,
MHGUNBbTPALY TKAHN NeYeHn ab6c. %
BbipakeHHasn 8 3,9%
YmepeHHas 166 81,8%
CnabosblpaxeHHas 20 9,9%
Intensity of leukocyte infiltration Quantity, Incidence,
of liver tissue abs. %
Clearly marked 8 3.9%
Moderate 166 81.8%
Mild 20 9.9%

B TKaHM eYeHN TP IeCTPYKTUBHOM ITaH-
KpearuTe 6a/I09HOE U JOTBKOBOE CTPOeHNe ObIIO
coxpaHeHo B 169 cryuasx (83,3%). Jleitkounrap-
Hast MHQUIbTPaLMA HOPTaTbHBIX TPAKTOB OblIa
BbIAB/IEHA B 194 cnyuasax (95,5%). Pacnpepe-
JIeHJe 1O CTEIEeHM BBIPAXKEHHOCTI JIEHMKOI -
TapHOI MHUIBTPAIIMY [TOKa3aHO B TabmuIie 5.
Kpyrnokneroynass mHGUIbTpaLms BCTpedaer-
cs1 B 129 cnyyasnx (63,5%).

JKuposas guctpodus nedenn BCTpedanach
y 161 manuenTa (79,3%). CTpykTypa BbIpaXkeH-
HOCTM >XUPOBOI AUCTPOPUM TKAHN HEIeHN
IpeficTaB/eHa B Tabuiie 6.

Tabnuua 6.
BbipaxkeHHOCTb XPOBOI AUCTPOGUN TKAHU EYEHU Y NALVEHTOB,
YMepLLIX OT AeCTPYKTUBHOTO NaHKkpeatuTa (n = 203)

CreneHb BbIpaXKeHHOCTHN KonunuectBo, Yacrvora,
XKuposoii gucrpodun a6c. %
BbipakeHHas 22 10,8%
YmepeHHasn 121 59,6%
CnaboBblpaxeHHas 18 8,9%

Table 6.
The intensity of adipose dystrophy of liver tissues in patients
deceased from destructive pancreatitis (n = 203)

Intensity of adipose dystrophy Quantity, abs. Incidence, %

Clearly marked 22 10.8%
Moderate 121 59.6%
Mild 18 8.9%

Cpeny HapyIleHNI MUKPOIIVIPKY/ISATOPHOTO
pycna nedeHu Hanbojee YacTO BCTPEYANNCh
HOJTHOKpOBMe cocyoB (98,5%), a Takxe pac-
mmpeﬁme KaHI/IHJIHpOB, HeHTpa}IbeIX BE€H
u cuHyconzos (93,1%, rabnuua 7).

Tabnuua 7.
(TpyKTypa MUKPOLMPKYNATOPHDBIX HAPYLLEHNIi B TKAHW NeYeHn
Y NaLWeHTOB, yMepLLUX 0T eCTPYKTUBHOr0 MaHKpeatuTa (n = 203)

Hapywenns Konnuecreo, Yacrora,
MUKPOLMPKYNATOPHOrO pycna abe. %
MNonHokpoBwme cocynos 200 98,5%
PacwmpeHne kanunnapos, 189 93,1%

LIeHTPasibHbIX BEH Y CUHYCOWN[ 0B
dpuUTpounUTapHbIe ClagXu 7 3,4%
Kanunnapos

Table 7.

Pattern of microcirculatory disorders in liver tissue
in patients deceased from destructive pancreatitis (n = 203)

Disorders Quantity, Incidence,
of the microcirculatory bed abs. %
Fullness of blood vessels 200 98.5%
Dilatation of capillaries, central 189 93.1%
veins and sinusoids
Erythrocyte sludges of capillaries 7 3.4%

B me4yeHOYHBIX O/NbKaxX HauboOIee 4acTo
BCTpeYasyCh TaKue IYCTONOTMYeCKue N3MeHe-
HUs, Kak TuMQorncTuonurapHas nHGuIbTpa-
VISl BHYTPUIIEYeHOUHBIX Jjo/eK (82,8%), HeilTpo-
¢unpHast MHGUIBTPALNS BHYTPUIIEYEHOYHBIX
KkeTok (30,0%) 1 pacuimpeHne MpoCTPAHCTB
Hucce (24,6%) (Tabnuia 8).
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Tabnuua 8.
[cTonornyeckue u3MeHeHUs B NEYEHOUHbIX [OMbKaX
Y MLIMEHTOB, YMEPLLIMX OT IECTPYKTUBHOTO NaHKpeaTuTa (n = 203)

MmcTonornyeckne NsmeHeHusA KonunuectBo, Yacrora,
renaTouuToB abc. %

[JecTpyKuuna renaToynToB 41 20,2%
Ouvaru HeKpo3a 45 22,2%
Ounckomnnekcauyma 42 20,7
neyeHouHbIx 6anok
PacwmpeHre npocTpaHcTB 50 24,6%
Owncce
JiumdornctroymntapHas 168 82,8%
NHPUNBLTPaumA
BHYTPMNEYEHOUHbIX JONeK
HeritpodunbHasa nHpunstpauma 61 30,0%

BHYTPpUNEYEHOUYHbIX [OTEK

Table 8.
Histological changes in hepatic lobules
in patients deceased from destructive pancreatitis (n = 203)

Histological changes in hepatocytes Qu:'r;:fty, Inci::)l/:nce,
Destruction of hepatocytes 41 20.2%
Foci of necrosis 45 22.2%
Diskomplexation of hepatic beams 42 20.7
Dilated Disse’s spaces 50 24.6%
Lymphobhistiocytic infiltration 168 82.8%
of intrahepatic lobules
Neutrophil infiltration 61 30.0%

of intrahepatic lobules

Cpeny MOp(OCTPYKTYPHBIX M3MEHEHUII
MO/ >)KeTyLOTHOI JKe/le3bl MPaKTNIeCK! B paB-
HOJI CTeIleH! BCTPEYAI0TCsI KPOBOU3IMAHUA
U HeKpOo3bl MapeHXnMsI (99,5%), cTeaTOHEKpo-
3bl U nefKonuTapuas nuduaprpanus (99,0%).
Pe>xe MO>XKHO BCTPETUTH aTPOPIIO MaPEeHXUMBI
u pubpossi (78,8%, Tabmuia 9).

Tabnuua 9.
XapakTep MmopdOoCTpyKTypHbIX n3meHeHuii [ y nauneHTos,
YMepLLKX OT JeCTPYKTMBHOTO NaHKpeaTuTa (n = 203)

Mopdonornueckne npusHaku HEOITEEED, WG,
ab6c. %
Kposounsnuanuma 202 99,5%
Hekpo3bl napeHxumbl 202 99,5%
CreaToHeKpo3bl 201 99,0%
ATpodusa napeHxnmbl 159 78,3%
DKTa3nA NPOTOKOB 65 32,0%
Oubposbl 160 78,8%
JelikounTapHan nHdUNbTPaLms 201 99,0%

Table 9.
Nature of morphostructural changes in the pancreas in patients
deceased from destructive pancreatitis (n = 203)

Morphological signs Quantity, abs. Incidence, %
Hemorrhages 202 99.5%
Parenchymal necrosis 202 99.5%
Steatonecrosis 201 99.0%
Parenchymal atrophy 159 78.3%
Duct ectasia 65 32.0%
Fibrosis 160 78.8%
Leukocyte infiltration 201 99.0%

Cpenyt MOPOCTPYKTYPHBIX MSMEHEHMII JKe-
nynka 1pu JI1 ocHOBHOe MeCTO 3aHMMAIOT I'eMOop-
parum B CIM3UCTON 1 CepO3HOIT 060/10uKax (45,8%),
xpoHmndeckuit ractput (18,2%) (rabmuia 10).

B moukax mpu JII nHaunbosnee gacto BCTpe-
YajIuCh MOTHOKPOBYE COCYLOB MUKPOLMPKY-
nATopHOro pycia (98,0%), HeKpO3 SNMUTeNUs
M3BUTHIX KaHanbleB (94,6%) u sepHUCTAsT JUC-
Tpoust SMUTENNS U3BUTHIX KaHaIbLIEB (76,4%,
Tabmuua 11).

B Tabnnue 12 npeacrasieHbl MOPHOCTPYK-
TypHBIE I3MEHEHN A B Ce/le3eHKe y MallVIeHTOB,
ymepmux ot JII.

Mopdonornyeckme npusHaku Ko"v:;cmo' Yacrora, %
XpoHnYecKkunii ractput 37 18,2%
[emopparuu B cnnusnctom 93 45,8%

1 CepPO3HOI 0600YKax

Morphological signs Quantity, abs. Incidence, %

Chronic gastritis 37 18,2%
Hemorrhages in the mucous 93 45,8%
and serous membranes
Mopdonornueckne npnsHaku LETREEED, CRGER,
abc. %
CoxpaHHOCTb KnyboukoB 203 100,0%
Kny6ouku menkune 31 15,3%
SnnUTenni NPAMbIX KaHanbLeB 63 31,0%
HW3KWIA, CNyLLEeH B B NPOCBeT
dNUTENnN N3BUTbIX KaHanbLeB 192 94,6%
HEKPOTU3MPOOBaAH
3epHucTas guctpodua snutenns 155 76,4%
N3BUTbIX KaHaNbLeB
[MannHoBo-KanenbHaa aucTpodus 45 22,2%
SNUTENNA N3BUTbIX KaHasbLIEB
lNMonHokpoBuMe cocyaos 199 98,0%
MUKPOLIMPKYNATOPHOrO pycna
YMepeHHbIN cknepo3 32 15,8%
MO3rOBOrOBELLIECTBA
[nanepnesHble KPOBOU3NUAHNA 43 21,2%
. . Quantity, Incidence,
Morphological signs abs. %
Preservation of glomeruli 203 100.0%
Small glomeruli 31 15.3%
The epithelium of the straight 63 31.0%
tubules is low, fused into the lumen
The epithelium of the convoluted 192 94.6%
tubules is necrotic
Granular dystrophy 155 76.4%
of the epithelium
of the convoluted tubules
Hyaline-drop dystrophy 45 22.2%
of the epithelium
of the convoluted tubules
Fullness of the vessels 199 98.0%
of the microcirculatory bed
Moderate sclerosis of the medulla 32 15.8%
Diapedetic hemorrhages 43 21.2%
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Tabnuua 10.

XapakTep mopdocTpyk-
TYPHbIX U3MeHeHW
KeNyaKa y nauneHToB,
YMEpLLIVIX OT AeCTPYKTUB-
HOro naHKpeaTuTa (n=203)

Table 10. Nature

of morphostructural
changes in the stomach
in patients deceased
from destructive
pancreatitis (n = 203)

Tabnuua 11.

XapakTep
MOPPOCTPYKTYPHBIX
U3MEeHEeHMWil B NoYKax

Y NALMEHTOB, yMepLUMX
0T AeCTPYKTUBHOTO
naHkpeatuTa (n = 203)

Table 11.

Nature

of morphostructural
changes in the kidneys
in patients deceased
from destructive
pancreatitis (n = 203)
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Tabnuua 12.

XapakTep MopdocTpyk-
TYPHbIX U3MeHeHNii

B CeNle3eHKe NaLNeHToB,
yMePpLLUX OT JeCTpYK-
TUBHOTO MaHKpeaTuTa
(n=203)

Table 12.

Nature of morphostructural
changes in the spleen

of patients who died
from destructive
pancreatitis (n = 203)

Tabnuua 13.

XapakTep mopdocTpyKTyp-
HbIX U3MEHEHMUIA ToNOBHOMO
MO3Ta MaLyeHToB, y ymep-
LLMX OT ECTPYKTUBHOTO
naHkpeatiTa (n = 203)

Table 13

Nature of morphostructural
changes in the brain

of patients deceased
from destructive
pancreatitis (n = 203)
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Mopdonornueckne npusHaku Konuuecrso, Hactora,
abc. %
[MannuHo3 LeHTpanbHbIX apTepumn 105 51,7%
«O3epa KpoBm» 167 82,3%
Cknepo3 MO3roBoroBeLlecTsa 32 15,8%
Mponndepauyuna 28 13,8%
peTnKyno-sHAoTENNS
HeKkpo3sbl nynbnbl 4 2,0%
Morphological signs Quaa:::ty, Incu:/:nce,

Hyalinosis of the central arteries 105 51.7%
«Blood lakes» 167 82.3%
Sclerosis of the medulla 32 15.8%
Reticulo-endothelial proliferation 28 13.8%
Pulp necrosis 4 2.0%

Cpeny MOp(OCTPYKTYPHBIX M3MEHEHUII
TOJIOBHOTO MO3ra Hanbojee 9acTo BCTPeYaroT-
¢ oTéxk BemecTBa (90,6%), OTEK MO3TOBBIX 000-
nodex (90,1%) u guctpodus HeitlpoHOB (89,7%)
(tabnuma 13).

Mopdonornuyeckue npusHaku Konunuectso,abc. Yacrora, %

OTek BellecTBa 184 90,6%
Onctpodus HellpoHOB 182 89,7%
OTeKk MO3roBbix 060sI0ueK 183 90,1%
CKnepo3 MO3roBblx apTepun 76 37,4%

Morphological signs Quantity, abs. Incidence, %

Edema of the substance 184 90.6%
Neuron dystrophy 182 89.7%
Edema of the meninges 183 90.1%
Sclerosis of the cerebral arteries 76 37.4%
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