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BeepeHue. llatomopdonornyeckue n3ameHeHUA Npu JeCTPYKTUBHOM
NaHKpeaTuTe Pa3BUBAIOTCA KaK B MOAXKENYA0UHOIA Xene3e, Tak U B pa3fnuHbIX
OpraHax v TKaHsx, 4To onpedendeT KNMHIYECKOe TeYeHNe 1 Ucxoz 3aboneBaHus.
Haubonee yacto npu AecTpYKTUBHOM NaHKpeaTuTe NOpaXKalTCa CepAeYHo-
NeroyHaa cucTema, a Takxe neyeHb, MOYKM, U rONIOBHOI MO3r. lopaxeHue
3TUX OPraHoB-MILLEHEN ABAACTCA OfHIM U3 OCHOBHbIX 3BeHbEB NaToreHe3a
1 TaHaToreHe3a npu AeCTPYKTUBHOM NaHKpeaTuTe 1 NpefCcTaBAAeT MHTepec
He TONbKO A4 XMPYProB, HO 1 ANA BPayeii Apyrux CneunanbHocTeld, B Tom
yucne 1 KapamonoroB.

Llenb. MpoBecTn peTpoCneKTMBHbI aHanu3 Hanbonee yacTo BCTpe-
YaKLLMXCA MOPPOCTPYKTYPHBIX M3MEHEHWI B CePAEUHO-NIErOYHOI CCTEME
11 ipyriX OpraHax-MULLEHAX MO pe3yabTaTam NPOTOKO/0B BCKPbITUA YMepLLNX
OT leCTPYKTUBHBIX GOPM OCTPOrO M XPOHMYECKOr0 NaHKpeaTuTa U BbIABUTL
Haubonee xapakTepHble MOPGOCTPYKTYPHbIE M3MEHEHUs B OpraHaX-MULLEHAX.

Marepuanbi u meTopbl. [poBeseH PeTPOCMEKTUBHbIN aHaNn3 pe3ynbTaTos
TUCTONOTNYECKOr0 NCCe[0BAHIA OPraHoB-MuLLeHei 203 NaLMeHToB yMepLUnX
0T ocTporo naHkpeatyuta (K.85) 1 XpOHUUECKOro NaHKpeaTHTa C ICXOAOM B NaH-
KpeoHekpo3 (K.86) B xupypruyeckinx oTaeneHnAx 1 0TAeNEHNAX UHTEHCUBHOI
Tepanuu v peaHumaLn ctaumoHapos . Muxcka 3a 2015-2019 rr.

Pe3ynbratbl. B Halwem 1cCneoBaHNM U3yyeHbl XapaKTep 1 CTPYKTYpa
MOPDOCTPYKTYPHDIX U3MEHEHWI B NOLKENYA0UHOI Kene3e 1 0praHax-MULLEHAX
(cepnue, nerkue, neueHb, MOYKM, CENE3€HKa W XeNy[O0K) NPy AeCTPYKTUBHOM
naHKpeatuTe.

BbiBopbl. [p1 fecTpyKTUBHOM NaHKpeaTuTe HabntofatoTcA ry6okue Anc
TPodUUecKHe, HeKPOTIYECKME, LIUPKYNATOPHbIE U BOCTANMTENbHBIE U3MEHEHIA He
TONbKO B TKaHI NOZKENYAOUHOI Xene3bl, HO 1 B OpraHaX-MULLEHSAX, KOTOPbIMM
B NepBYlo 0uepeb ABNANTCA CepALIE, NIETKNe, NeyeHb, NOYKM U FONOBHOI MO3T.
B Mrokapae BbIABAAIOTCA OTEK, LUPKYNATOPHbIE N AUCTPOdUYECKIE N3MEHEHNS,
B NIETKIX — OTEK, LUPKYNATOPHbIE N3MEHEHNA 11 NOPAXKEHUE aNbBEOLNUTOB.
B nompxenynouHoil xenese 0TMeUaloTCA HeKpO3bl, NeiKoLMTapHaA MHYUAbTPaLMA
11 TeMOppariv, To eCTb 0iHOBPeMEeHHO HabMoaTCA Kak HEKpOTUYeCKIe, TaK
11 BOCMAnuTeNbHble U3MeHeHNA. B neueHn Hanbonee TUMMYHBIMM U3MEHEHNAMN
ABMANTCA NeiiKoLMTapHas MHGUABTPALINA NOPTANbHbIX TPAKTOB, XKMPOBaA
ANCTpoduA renaTuTos, NONHOKPOBIE COCYA0B U pacLunpeHIe KanunaapoB,
LIeHTpaNbHbIX BEH 11 CUHYCOMAOB. B TKaH nouek npeobnagaiot LMpKyNATOpHbIe
N3MEHEeHIA, HeKPO3 1 AUCTPOdUA INUTENNA U3BUTBIX KaHaNbLIEB, ABNALLMECA
Mopdonoruyeckum cy6cTpaTom OCTpOil NOYEYHOI He0CTaTOUHOCTY. B ronoBHOM
MO3re BbIABNAKTCA OTeK, LUPKYAATOPHbIE U AUCTPOPUUECKIE U3MEHEHUA.
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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.
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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 CUCTEMA, a TaK)Ke IIeYeHb,
MIOYKY U TOJIOBHOM MO3T [3, 4]. [ToparkeHne aTnx
OpraHOB-MUILIEHEN! AB/IAETCA OfIHUM U3 OCHOBHBIX
3BeHbEB T1aToreHesa 11 TaHaTorenesa mpu JII1 [4, 5].
B cBA3K ¢ BBILIEN3/IOKEHHBIM IIOpaXkeHNe Op-
raHos-muienen 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-MHUILIEHAX IO pe-
3y/JbTaTaM IPOTOKOJIOB BCKPBITUSA yMEPIINX
OT AeCTPYKTUBHBIX GOPM OCTPOTO M XpOHUYe-
CKOTO IaHKpeaTUTa ¥ BBISABUTDH Hanbosee xa-
PaKTepHbIE MOp(bOCprKTyprIe M3MEHEHU A
B OpraHax-MUIIEHAX.

MaTtepumanbi n metToabl

VccnepoBanue nmpoBefeHo Ha 6ase kaden-
pot o61meit xupypruu BI'MY 1 Munckoro ropoa-
CKOTO K/IMHMYeCKOTO IIaTOI0T0aHATOMIYEeCKO-
ro 6ropo. ITpoBeseH peTpOCIIEKTUBHBII aHA/IN3
203 mpOTOKOJIOB BCKPHITUS YMEPIINX OT OCTPO-
ro nankpearuTta (K.85) n XpoHM4eCKOro maHK-
peaTuTa ¢ UCX0AoM B maHkpeoHekpo3 (K.86),
HAaXO[UBIINXCS HA JIEYEHNN B XMPYPruUdecKnx
OTHE/eHMSIX U OTHAE/ICHN X MHTEHCUBHOII 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

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.

203 manmMeHTOB [I0 JIETAIBHOTO MCXOa COCTa-
Buna 12 (45-72) xoiiko-gHeit. VI3 203 mameHToB
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 cOmyTCTBYIOLIEI MATONMOTUN Y TALIMeH-
TOB C JIleCTPYKTVMBHBIM NIAHKPEATUTOM IIpeoba-
JaJIa TIaTOOTMsI CePAEUHO-COCYAUCTON CUCTEMBI.
Y 71,5% nmanueHTOB OTMeYascs aTepOCKIepos
aopThl, Y 67,5% — niremmudeckas 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-THOJHBII TepuToHuT (49%). Pexe BcTpeva-
JIVCh: PAaCIPOCTPAaHEHHBII CepO3HO-(HUOPO3HBIIT
nepuTOHUT (16%) ¥ TICEBIOKUCTBI OMKENTY0Y-
Hoi1 xxernesbl (14%) (trabnuma 1).

Han6oree qacTsIMM OCTIOXXHEHUSIMU CO CTO-
POHBI OpraHOB-MuIleHell y ymepumux 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 wiespur (11,0%) (tab-
nnia 2).
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Tabnuua 1.

CTPYKTYpa OCNOXHEHWIA CO CTOPOHbI OPHOLLHOI MonocTy
11 3a6PIOLUIMHHOTO NPOCTPAHCTBA Y NALMEHTOB, yMepLUMX
0T AeCTPyKTUBHOT0 NaHKkpeatuTa (n = 203)

OcnoxHeHuns AECTPYKTUBHOIO
NaHKpeaTuTa

MapeHxvmatosHas gnctpodus
OpraHoB 6pPIOLIHOM NONOCTK

MNapanaHkpeaTtnt
OmeHTObYpCUT
(DepMeHTaTUBHbIN NEPUTOHUT
PacnpocTpaHeHHbl prbprHO3HO-
THOWHbIA NEPUTOHUT
PacnpocTpaHeHHbIn cepo3Ho-
GUOPVIHO3HBIV NEPUTOHUT
MNceBaoOKMCTa NOAXKENYAOUHOW
xenesbl

[emaToma B nonocTn
CaJIbHNKOBOW CYMKM

Konnuecrso,
abc.

195

195
132
131
99

33

29

Yacrora,
%

96%
96%
65%
65%
49%
16%
14%

2%

Table 1.

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

Complications of destructive
pancreatitis

Parenhymatous degeneration
of abdominal cavity organs

Parapancreatitis

Omentobursitis

Enzymatic peritonitis

Generalized fibrinopurulent
peritonitis

Generalized serofibrinous peritonitis
Pseudocyst of pancreas

Haemotoma in the region
of peritoneal omental sac

Quantity,
abs.

195

195
132
131
99

33
29
4

Incidence,
%

96%

96%
65%
65%
49%

16%
14%
2%

Tabnuua 2.

(TpyKTYpa OCTIOXHEHMUIi CO CTOPOHbI OPraHOB-MULLEHEI]

y MaLMeHTOB, yMepLUKX OT AeCTPYKTMBHOTO NaHKpeatuTa (n = 203)

OcnoxHeHusa AECTPYKTUBHOrO
naHKpeaTuta

HekpoTtuuyecknii Heppo3
MonviopraHHas HeJOCTaTOUYHOCTb
OTeK ronoBHOro Mo3sra
bpoHxonHeBmoHuMA
lemopparnyeckunii oTek nerkmx
[emopparnyeckunii CUHAPOM
Cepo3HO-PpMOPVHO3HDI NNEBPUT

BTopuuHasa nwemmnuyeckas
ancTpodus Mmokapaa

Konuuvectso,
abc.

197
194
184
92
79
25
22
5

Yacrora,
%

97,0%
95,6%
90,7%
45,4%
39,0%
12,5%
11,0%
2,4%

Table 2.
Pattern of target-organ complications

in patients deceased from destructive pancreatitis (n = 203)

Complications of destructive
pancreatitis

Necrotic nephrosis

Multiple organ failure

Cerebral edema
Bronchopneumonia
Hemorrhagic pulmonary edema
Hemorrhagic syndrome
Serous-fibrinous pleuritis

Secondary ischemic myocardial
dystrophy

Quantity,
abs.

197
194
184
92
79
25
22
5

Incidence,
%

97.0%
95.6%
90.7%
45.4%
39.0%
12.5%
11.0%
2.4%

Bein npoananusuposansl 1500 cepuiiHpix
TYCTOIOTMYECKUX CPEe30B BHYTPEHHMUX OPTaHOB-
«MULIEHEN» y YMEPIINX, BKII0Y9asd TKaHU IIede-
HI, JIETKUX, TI0YEK, CEPALa, TOIOBHOIO MO3ra,
JKeNTyJIKa U Cee3eHKN. BhIMOMHATACh OKpacKa
IpernapaToB reMaTOKCUINH-503MHOM II0 CTaH-
ZapTHOI MeTofuKe. I/ cTaTucTU4ecko obpa-
0OTKM IIONTyYeHHBIX IaHHBIX UCIIONTb30BAJINCh
MEeTOZbI IIapaMeTPUUIECKON U HellapaMeTpu-
9ECKOM CTAaTUCTUKIN.

PesynbTtatbl

B mMmoxappe Haubomee 4acToO BCTPeYAINCh
cnenyouie MOpGOCTPYKTYPHbIE U3MEHEHWSI:
[IOJTHOKPOBIE COCYZJ0B MUKDPOLUPKYISATOPHO-
ro pycna (99,0%), HepaBHOMepHOe HaIlOJTHEHMe
Mmuokappa (98,5%), MexxyTounslit otex (93,1%),
runeprpodus KapguoMunonutos (87,7%), me-
PUBACKYIsIpHBLI cKepos (79,8%), pparmenta-
nusl KapauoMmuonuToB (66,5%), Kapanocke-
po3 (51,7%) (tabmuua 3).

Konunuecteo, Yacrtora,
Mopdonoruuyeckne npusHaku

abc. %
MeXXyTOUHbIN OTeK 189 93,1%
HepaBHOMepHOe HanonHeHne 200 98,5%
MuoKapgaa
Kapanocknepo3s 105 51,7%
[epuBackynApHbI CKnepo3s 145 71,4%
MNMonHokpoBuMe cocynos 201 99,0%
MUKPOLMPKYIATOPHOrO pycna
Lunctpoduueckre nsmeHeHns 162 79,8%
KapAnoMM1oLMTOB
MoTepsa nonepeyHon 27 13,3%
MNCYEPUYEHHOCTI KapAMOMUOLITOB
Alnpa coxpaHeHbl 195 96,1%
OuaroBas U3BUTOCTb 49 24,1%
KapAVOMM1OLUTOB
(OparmeHTaLMA KapAUOMUMOLIUTOB 135 66,5%
Hekpo3 kapgnomuoumToB 6 3,0%
[MnepTpodua kapanomnounTos 178 87,7%
KpoBousnuaxua 15 7,4%

noj 3HJOKapAOM

Morphological signs QI el y

abs. %
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
MOPYOCTPYKTYPHBIX
N3MeHEeHWiA B MUOKapAe
MaLMEHTOB, yMepLIAX

OT ieCTPYKTUBHOO
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).

Konunuecteo, Yacrora,
Mopdonornyeckue npusHakun

abc. %
OTeyHasA XKNAKOCTb B NpocBeTe 195 96,1%
anbBeosn
JlenkouunTbl B NPOCBETE a/ibBEOS 101 49,8%
MonHoKpoBMe MeXKaibBEONAPHbIX 198 97,5%
neperopofok
CnyLleHHbleanbBeoLnTbl, 173 85,2%
remocuaepodaru n ceexme
SPUTPOLIMTbI B MPOCBETE anbBeos
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 Quantity, Incidence,

abs. %

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 IeNKOLUTapHOIN Konuuecteo, Yacrora,
MHGUNBbTPALY TKAHN NeYeHn ab6c. %

BbipakeHHas 8 3,9%
YmepeHHas 166 81,8%
CnaboBblpaxeHHas 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 UCTPOPUM TKAHN HEIeHN
IpeficTaB/IeHa B Tabnue6.

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 me4eHOYHBIX NO/NbKaX, Haubo/Iee 4acTo
BCTpPeYasyCh TaKye TUCTOMOTMYeCKIie 3MeHe-
HUs KakK 1uMorucTronuTapHas nHGuIbTpa-
LVIs1 BHYTPUIIEYeHOUHBIX Jjo/IeK (82,8%), HeilTpo-
¢unpHast MHGUIBTPALNS BHYTPUIIEYEHOYHBIX
KkeTok (30,0%) 1 pacuimpeHne MpoCTPAHCTB
Hucce (24,6%) (Tabnuia 8).
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Tabnuua 8.
[icTonornyeckie M3MeHeHA B NEYEHOUHBIX 0MbKaXx
¥ NaLWeHTOB, yMepLLUX 0T eCTPYKTUBHOrO MaHKpeatwTa (n = 203)

Mcronornyeckne nsmeHeHnsa

Konunuecrso, Yacrora,

renaToyuToB a6be. %
[ecTpyKuma renaTounTos 41 20,2%
Ouaru Hekpo3a 45 22,2%
Ounckomnnekcaymsa 42 20,7
neyeHOYHbIX 6anok
PacwmpeHne npocTpaHcTB 50 24,6%
Ouncce
JiumooruncTroymTapHas 168 82,8%
NHPUNbTpauma

BHYTPUNEYEHOUYHbIX fONEK

HentpodunbHasa nHounstpaums 61 30,0%
BHYTPVNEYEHOUHbIX JOJIEK

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

Quantity, Incidence,

Histological changes in hepatocytes

abs. %

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%
Lymphohistiocytic infiltration 168 82.8%
of intrahepatic lobules

Neutrophil infiltration 61 30.0%

of intrahepatic lobules

Cpeny MOpOCTPYKTYPHBIX M3MEHEHUII
ITOI>KeTyJOIHOI >Ke/le3bl PaKTIIeCK! B PaB-
HOIJI CTeNeH!U BCTPEeYaIoTCsI KPOBOU3MMAHYSA
U HeKpo3bl MapeHxnMsl (99,5%), cTeaToHeKpo-
3bI U nerikounTapHas nauasrpanus (99,0%).
Pe>xe MO>XKHO BCTPETUTH aTPOPUIO APEHXMMBI
n ¢ubpossi (78,8%, Tabmuia 9).

Tabnuua 9.
XapakTep MopdOCTpyKTypHbIX U3MeHeHuii [ y nawneHToB,
YMePpLLIX OT eCTPYKTUBHOTO NaHKpeatuta (n = 203)

KonunuectBo, Yacrora,
Mopdonornyeckue npusHaku

abc. %
KpoBousnuaxua 202 99,5%
Hekpo3bl napeHxunmbl 202 99,5%
CreaToHEKpO3bl 201 99,0%
ATpod 1A napeHxnmbl 159 78,3%
JKTa3nA NPOTOKOB 65 32,0%
Ounbpo3bl 160 78,8%
JlelikounTtapHas uHGMUNbTpaLms 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 M3MEHEHMIT JKe-
nynka mpu 11 ocHOBHOe MeCTO 3aHMMAIOT TeMop-
parum B CIM3UCTOI ¥ CepO3HOI 060/104Kax (45,8%),
xpoHudeckuit ractput (18,2%) (rabnuua 10).

B moukax mpu JIT Haubosnee 1acto BCTpe-
Ya/lIyCh MOMHOKPOBYE COCY/IOB MUKPOLVIPKY-
nATOpHOTO pycina (98,0%), HeKpO3 MU TeNUs
M3BUTHIX KaHanbleB (94,6%) 1 3epHUCTAS UC-
Tpoust SMUTENN S U3BUTHIX KaHabLEB (76,4%,
Tabmuua 11).

B Tabmmue 12 npepcraBieHbl MOPOCTPYK-
TypHBbIe U3MEHEHN B Ce/le3eHKe y MallJIeHTOB

ymepmux ot JJII.
Mopdonoruueckne npusHaku EDIREETE, Yacrora, % Ta6nv|ua 10.

P P abe. ’ XapakTep MmopdocTpyk-
XpOHMYEeCKMii racTpuTt 37 18,2% TYPHbIX UI3SMEHEHUU
[emopparuu B cnvsuncTom 93 45,8% KENyAKa y NALUEHTOB,

YMEpLLINX OT AeCTPYKTNB-

1 CePO3HOI 060104Kax

HOro naHKpeaTuTa (n = 203)

Table 10. Nature

Morphological signs Quantity, abs. Incidence, %

i - of morphostructural
Chronic gastritis 37 18,2% changes in the stomach
Hemorrhages in the mucous 93 45,8% in patients deceased
and serous membranes from destructive

pancreatitis (n = 203)

KonuuectBo, Yacrora, Tabnuua 11.
Mopdonornyeckue npusHaku

a6c. % XapakTep
CoxpaHHOCTb KJy604KoB 203 100,0% MOP$OCTPYKTYPHBIX
Kny6ouku menkne 31 15,3% U3MeHeHWIi B NoYKax

Y NALNEHTOB, ymepLInX
0T AECTPYKTUBHOTO

2NUTeNni NPAMbIX KaHanbLeB 63 31,0%
HU3KWIA, CYLLEH B B TPOCBET

SNUTENUIn U3BNUTbIX KaHanbLieB 192 94,6% naHKkpeatuTa (n = 203)
HeKpOTU3MPOOBaH
3epHucTas guctpodua snutenns 155 76,4%

N3BUTbIX KaHaNlbLeEB

[ManuHoBo-KanenbHasa aucTpodusa 45 22,2%
SNUTENNA N3BUTbIX KaHasbLEB

MonHokpoBsuMe cocyaos 199 98,0%
MUKPOLIMPKYIATOPHOIO pycna

YMepeHHbIn cknepo3 32 15,8%
MO3roBOroBeLIEeCTBa

[nanepesHble KPOBOU3NUAHNA 43 21,2%

i i Table 11.
Morphological signs ety MEHnEy

abs. % Nature
Preservation of glomeruli 203 100.0% of morphostructural
Small glomeruli 31 15.3% changes in the kidneys
The epithelium of the straight 63 31.0% in patients deceased
tubules is low, fused into the lumen from destructive
The epithelium of the convoluted 192 94.6% pancreatitis (n = 203)
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 12.

XapakTep MopQocTpyk-
TYPHbIX U3MeHeHuiA

B CeNle3eHKe NaLeHToB,
YMEPLLUX 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 U3MEHEHMUI roNOBHOMO
MO3T NMaLeHToB, y ymep-
LLX OT ICTPYKTUBHOTO
naHkpeatiTa (n = 203)

Table 13

Nature of morphostructural
changes in the brain

of patients deceased
from destructive
pancreatitis (n = 203)

1222

Mopdonornueckne npusHaku Konuuecrso, Hacrora,
ab6c. %
[MannHo3 ueHTpanbHbIX apTepumn 105 51,7%
«O3epa KpoBm» 167 82,3%
CKnepo3 MO3roBoroBeLlecTsa 32 15,8%
Mponudepauyuna 28 13,8%
peTnKyno-sHAoOTENNSA
HeKkpo3sbl nynbmnbl 4 2,0%
Morphological signs Qu:;::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 MOpOCTPYKTYPHBIX M3MEHEHUII
TOJIOBHOTO MO3ra Hanubojiee 9acTo BCTPEeYaroT-
¢ oTéx BemtecTBa (90,6%), 0OTEK MO3TOBBIX 000-
nodex (90,1%) u guctpodus HeilpoHOB (89,7%)
(Tabnuma 13).

Mopdonornuyeckue npusHakn Konuuecrso,abc. Yacrora, %

OTek BelwecTBa 184 90,6%
Onctpodus HellpoHOB 182 89,7%
OTeKk MO3roBbix obonoyek 183 90,1%
CKnepo3 MO3roBbix apTepuin 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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BoiBoabl.

1. IIpu IOII nabnropatoTcs rnyboKue Juct-
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3. B nmop kenyo4HOI XKelese IMpaKTuye-
CKM y BCeX NAIMeHTOB OTMEeYaI0TCsA HEKPO3HI,
NeMKOLMTapHas NHPUIbTPALNs U reMoppa-
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