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Peritonitis is an inflammation of the peritoneum that has a phased course, accompanied by paresis of the small
or large intestine, endogenous intoxication and homeostasis disorders, and as a result, the occurrence of leading
syndromes: systemic inflammatory response, endothelial dysfunction, enteric insufficiency and intra-abdominal hy-
pertension. It is a formidable disease of the abdominal cavity, which remains one of the most pressing problems of
abdominal surgery, with a mortality rate of 27% and with the progression of the disease and the development of
septic shock and multiple organ failure, it can reach 90%. Therefore, the purpose of any experimental study is to
develop and test methods for a standardised model of peritonitis that is as similar as possible to human peritonitis,
to further study the mechanisms of its development and to evaluate the effectiveness of its treatment. Therefore,
our work aimed to analyse and summarise the existing literature data on experimental models of peritonitis. Experi-
mental modelling of aseptic and septic peritoneal inflammation is an important area of modern research, as it allows
for a deeper understanding of the pathophysiological mechanisms of this complex disease. Despite the presence of
certain shortcomings in various models, their use significantly contributes to the development of effective therapeu-
tic and surgical treatments and reveals a more detailed understanding of the morphological manifestations of this
pathology. Further development and improvement of peritonitis models are critical for creating pathogenetically

based approaches to treating peritonitis in humans.
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Connection of the publication with planned re-
search works.

The work is a fragment of the research work of the
Department of Anatomy with Clinical Anatomy and Oper-
ative Surgery: “Pathogenetic mechanisms of post-stress
disorders under conditions of exogenous influences and
wartime factors and the search for methods of their cor-
rection.” State registration number 0124U003313.

Introduction.

The relevance of the review of modern methods of
peritonitis modelling is due to the need to summarise
the available knowledge, identify the advantages and
disadvantages of existing models, and identify promis-
ing areas for further research. Peritonitis is a formidable
disease of the abdominal cavity, which remains one of
the most pressing problems of abdominal surgery, with
a mortality rate of 27%. With the progression of the dis-
ease and the development of septic shock and multiple
organ failure, it can reach 90%. German surgeon H. We-
gner in the nineteenth century said, “l and my genera-
tion were brought up in fear of God and peritonitis”. A
hundred years later, surgeons added this statement, “...
the fear of God has passed, but the fear of peritonitis has
remained” [1-5].

According to the etiological structure, peritonitis is
usually divided into primary, secondary and tertiary. Pri-
mary or spontaneous bacterial peritonitis occurs with-
out damage to the integrity of the abdominal organs. It
is not accompanied by the entry of the contents of the
hollow organs into the abdominal cavity. It is caused by
microorganisms originating from the extra-abdominal
cavity, usually Streptococcus group A in women, pene-
trating the peritoneal cavity through the genital tract. In
patients undergoing peritoneal dialysis, Staphylococcus
aureus can enter through the catheter, causing primary
peritonitis. Secondary peritonitis is the most common
form of intra-abdominal infection, which occurs due to
perforation and or destruction of the peritoneal cavity
organs. It is usually characterised by aerobic or anaero-
bic polymicrobial contamination of the peritoneal cavi-
ty. Tertiary peritonitis or peritonitis without a manifest
source of infection usually develops in the postoperative
period in patients who have undergone extreme or crit-
ical situations in which there is a marked suppression of
immune defence mechanisms and the presence of mul-
tiple organ failure [4-13].

The etiopathogenesis of peritonitis directly depends
on the level of damage to the gastrointestinal tract and,
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as a result, the contents of the hollow organ that are re-
leased into the peritoneal cavity. The main factor in the
pathogenesis of peritonitis is a polymicrobial infection
caused by aerobic and anaerobic microorganisms. The
most common aerobic microorganisms are enterobacte-
ria, which can occur in monoculture or combination with
enterococci, streptococci and staphylococci. In about
70% of cases, associations of non-clostridial anaerobic
bacteria are inoculated together with aerobic microflo-
ra, while in up to 30% of cases, only anaerobic flora is in-
oculated. Anaerobes and aerobes have different effects
on the course of peritonitis. Aerobes predominate in the
initial stages of the peritoneal inflammatory process,
while anaerobes join in the later stages and, as a result,
are responsible for developing severe purulent compli-
cations [5, 14-18].

Laboratory experimental animals are the objects for
numerous medical and experimental studies, including
anatomical, physiological, pathophysiological, immuno-
logical, metabolic, biochemical, oncological, and others.
The laboratory rat and laboratory mouse are currently
the most common animal models for peritonitis and gas-
trointestinal diseases due to the ease of experiments,
availability of genetically modified species, relatively low
cost of their maintenance, and the fact that, compared
to humans, laboratory rats and mice have a similar ana-
tomical structure of internal organs [19-32].

The main problems in treating peritonitis are its
multi-etiological and multifactorial nature. In this re-
gard, the search for new approaches in the treatment
of severe forms of peritonitis remains one of the most
important and urgent tasks of modern surgery, as it
raises the question of understanding the processes of
endogenous intoxication in peritonitis and is a key area
in the in-depth study of the effectiveness of methods of
influencing the links of its pathogenesis. Therefore, the
purpose of any experimental research is to develop and
test methods for a standardised model of peritonitis that
is as similar as possible to human peritonitis for further
study of the mechanisms of its development and eval-
uation of the effectiveness of its treatment methods.
The key condition in developing a peritonitis modelling
method is its reproducibility and uniformity [4, 14, 29,
33].

The aim of the study.

To analyse and summarise the existing literature data
on experimental models of peritonitis.

Object and research methods.

This bibliographic analysis is based on foreign and
domestic articles, books and monographs. For this sys-
tematic review, the literature search was carried out on
the Internet, scientific and metric databases PubMed,
Web of Science, Google Scholar, using the following key-
words: “Animal models of peritonitis”, “Animal models
of sepsis”, “Experimental abdominal sepsis”, “Peritonitis
models”, “Peritonitis”, “experimental simulation of peri-
tonitis”, “experimental modelling of aseptic peritoneal
inflammation”, “peritonitis”, “peritoneum”. The search
period is up to 2024.

Main part.

According to the literature, today, there are many
methods of experimental models of peritonitis, which,
according to the peculiarities of modelling inflammatory
processes in the peritoneal cavity, can be divided into
several groups. The first group included experimental

animals injected into the peritoneal cavity with foreign
bodies of various origins and substances of different
chemical composition [34-40]. The second group includ-
ed experimental animals in which auto- or allo-bacteri-
al cultures were injected into the peritoneal cavity [12,
20-21, 25, 29, 33, 35, 39-41]. The third group includes
animals in which peritonitis was modelled by mechani-
cal damage to the gastrointestinal tract with violation of
the integrity of their lumen and ingress of the contents
into the peritoneal cavity. The fourth group combines
methods of experimental modelling of acute peritonitis
in various combinations [21, 24, 28, 35, 39-47].

An indirect model of peritonitis described in the
mid-twentieth century is called the lipopolysaccharide
or endotoxin model of sepsis. Endotoxins are lipoprotein
carbohydrate complexes in the cell walls of gram-neg-
ative bacteria. The model is based on the concept that
sepsis may not be caused by the pathogen itself but may
result from the host’s response to bacterial products or
endotoxins that have been administered intraperitone-
ally or intravenously. After intraperitoneal injection of
lipopolysaccharides, acute endotoxemia occurs, which
causes systemic arterial hypotension in experimental
animals, impairs myocardial contractility and increases
circulating levels of inflammatory cytokines: tumour ne-
crosis factor, interleukin-6 [39-40, 43, 48].

Liu S. et al. modelled lipopolysaccharide-induced
peritonitis in mice by a single intraperitoneal injection of
purified Escherichia coli lipopolysaccharide at a dose of
1 mg/kg to 25 mg/kg of the experimental animal’s body
weight. The reaction of experimental animals to lipo-
polysaccharide demonstrates a dose-dependent effect,
with a lower dose causing a hyperdynamic state and a
higher dose causing hypotension and hypothermia [49].

Several researchers, Rao T. et al. and Volman T. et al.,
used a model of intraperitoneal administration of zymo-
san, a biopolymer of the yeast cell membrane that caus-
es a strong inflammatory response. The authors noted
a trimodal response of the macroorganism to zymosan.
First, an anti-inflammatory response occurs that lasts
several days and can cause dose-dependent mortality,
followed by a period of chronic mild inflammation, and
as the final stage of inflammation progression, the devel-
opment of multiple organ failure and mortality [50-51].

Kamegai N. and Iguchi D. also modelled experimental
fungal peritonitis by repeated intraperitoneal injections
of 5 mg of zymosin after a preliminary intraperitoneal
injection of up to 80 mmol/l of methylglyoxal solution
[52-53].

To model aseptic peritonitis, lversen P. used an intra-
peritoneal injection of 1 ml of casein solution dissolved
in sodium chloride saline at a dose of 50 mg/kg of the
experimental animal [54].

Shepitko V.I. proposed a method of modelling asep-
tic inflammation of the peritoneum, as well as other se-
rous membranes of experimental animals, by intraperi-
toneal injection of A-caraginene at a dose of 5 mg per 1
ml of sodium chloride saline [36-38, 55]. Siplyvyi V. also
modelled aseptic peritonitis by intraperitoneal injection
of y-caraginene at a dose of 5 ml/1 ml of isotonic so-
dium chloride solution. The study confirmed the staged
course of experimental peritonitis with microvascular
changes characteristic of each stage [56].

Kvashnina A.A. modelled aseptic peritoneal inflam-
mation and peritoneal adhesions by damaging the pari-
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etal peritoneum in the lower quadrants of the abdomen
of an experimental animal — a mature Wistar rat in com-
bination with abrasion of the serous membrane of the
cecum, using a cervical brush along the cecum until the
formation of point haemorrhages of the “blood dew”
type [57].

Nishimura H. et al. proposed a model of aseptic
non-infectious peritonitis — the “scraping model of peri-
tonitis”. According to this model, after laparotomy, a
total scraping of the parietal peritoneum was performed
for 60 seconds using a 15 ml centrifuge tube or 90 sec-
onds using an injection needle cap [58].

In order to model aseptic inflammation and perito-
neal fibrosis, several authors used various chemicals,
such as 0.1% chlorhexidine gluconate, 15% ethanol,
methylglyoxal, and deoxycholate; others implanted a sil-
icone catheter into the peritoneal cavity [59-62].

Hryn V.G. and co-authors first performed an experi-
mental modelling of aseptic peritonitis by immersing a
sterile 2/0, 0.3 mm thick and 17 cm long ketgut thread
with antigenic properties into the peritoneal cavity of a
mature male rat, which was twisted into a 1 cm? ball.
In all cases, the mechanisms of the local immune sys-
tem were activated by the capture and rejection of the
foreign substrate by the greater omentum or epididymal
omentum [34, 63].

Bilookyi O.V. proposed a method of modelling biliary
peritonitis in the experiment, which consisted of creat-
ing a defect in the common bile duct wall using ther-
mocoagulation [64]. Nychytailo M.Y. et al. proposed a
method for modelling biliary peritonitis in rabbits: using
a mini-laparotomy approach, he localised the gallblad-
der and used a scalpel to cut its wall in the bottom area
up to 0.8 cm. As a result, 1.5-3.0 ml of bile entered the
peritoneal cavity of the experimental animal, which led
to the development of serous fibrinous peritonitis [65].

Another method of modelling biliary peritonitis was
also proposed, by injecting sterile medical bile into the
peritoneal cavity of rabbits. The initial dose of bile was
5 ml, but the dose was increased to 40 ml for each sub-
sequent experimental animal. Signs of peritonitis were
found in only one animal with a bile dose of 40 ml. Sev-
eral authors, Andersson R. and Sydorchuk R., proposed
a combined method of modelling biliary peritonitis by
intraperitoneal injection of bile with a pathological sub-
strate. Bacteria played the role of pathological substrate,
mainly Escherichia coli 3x108 CFU together with 1 ml of
bile, or Bacteroides fragilis 108 CFU /ml at the rate of 7.5
ml/kg body weight and bile or autoblood 1 ml/kg body
weight of an experimental animal [66-67].

Ahrenholz D., in the study of peritonitis, proposed
to immerse 0.5% bovine fibrin clot containing 10 CFU
strain of Escherichia coli into the peritoneal cavity of
rats; on the 10th experimental day, the mortality rate
reached 90%. Intraperitoneal abscesses are formed in
100% of animals [19, 68].

To study the pathophysiology of intra-abdominal
sepsis, a model of polymicrobial peritoneal sepsis “cecal
slurry” in newborn mice was proposed, given their small
size and the difficulty of performing other models of
peritonitis, such as ligation and puncture of the cecum
or placement of a stent in the colon, etc., which allows
extrapolating the study in neonatology. This technique
involves intraperitoneal injection of the cecum contents
of a donor mouse to a recipient mouse at a dose of 1.1-

1.3 mg/g body weight. This technique is simple in terms
of its surgical modelling. There is no surgical trauma or
tissue ischemia; it accurately mimics the clinical course
of abdominal sepsis due to a standardised polymicrobial
inoculum, causes an earlier inflammatory response and
has the advantage of modelling in a large number of ex-
perimental, neonatal animals [69-71].

Stamme C. et al. injected into the peritoneal cavity
of mice a faecal suspension at a dose of 0.125 ml/kg to
1.0 ml/kg containing more than 40 strains of aerobic and
anaerobic bacteria (=107 CFU), among which Escherichia
coli, Enterococcus, and Staphylococcus predominated,
with a mortality rate of about 70% [72].

Mascena G. et al. modelled severe faecal peritonitis
in rats by intraperitoneal injection of 10% autogenous
faeces. Separately, 2 g of faeces were collected from
each animal and dissolved in 20 ml of 0.9% sodium chlo-
ride saline. The mixture was homogenised and filtered
through cheesecloth to remove large particles. Then, 6
ml/kg of the resulting suspension was intraperitoneally
injected into the left iliac region using an injection nee-
dle [73].

Buyne O. et al. proposed a model of bacterial peri-
tonitis with low mortality and persistent abdominal ab-
scesses. Peritonitis was induced by percutaneous intra-
peritoneal injection of 2 ml of sterile faecal suspension
containing a fixed dose of Bacteroides fragilis 10* CFU
and increasing doses of Escherichia coli (10%*-10® CFU)
into the right lower quadrant. An hour after inoculation,
the experimental animals underwent a midline laparot-
omy with peritoneal cavity sanitation with 5 ml of sterile
physiological NaCl solution. In all experimental groups, 1
to 4 peritoneal abscesses were formed, and animal mor-
tality ranged from 10% to 70%, depending on the dose
of bacteria [74].

Wandall D. et al. immersed a gelatin capsule in the
peritoneal cavity of an experimental animal filled with a
mixture of Escherichia coli and Bacteroides fragilis bac-
teria 2.2x10° CFU, sterile faeces and barium sulfate and
found a single abscess in all rats without fatalities [75].

Gonnert F. proposed a model of faecal peritonitis by
injecting a suspension of human faeces (1.75 ml/kg) di-
luted with saline into the rat’s peritoneal cavity through
the right lower quadrant of the abdominal wall with a
G21 injection needle [76].

Some authors have used a suspension of microbial
cultures isolated from patients with various acute sur-
gical pathologies of the abdominal cavity (acute appen-
dicitis, acute cholecystitis) to model peritonitis [19, 35,
41].

To date, techniques involving damage to the integrity
of the gastrointestinal tract are widely used, as bacte-
rial contamination of the peritoneal cavity is the most
common cause of septic peritonitis in humans. The first
models of surgical peritonitis were developed at the end
of the twentieth century and include the technique of
opening the intestinal wall, the method of cecum liga-
tion, the technique of cecum ligation with its puncture,
and peritonitis of the ascending colon [24, 26, 28, 42-45,
47,69, 71, 77-81].

Shalimov 0.0. was one of the first to describe a
method of modelling peritonitis in dogs by dissecting
the small intestine wall 1-2 cm long, with a mortality rate
of 100% on the 3rd day [81].

26 ISSN 2077-4214. Bicuuk npo6nem 6ionorii i meanuunn — 2024 — Bun. 3 (174) / Bulletin of problems in biology and medicine — 2024 - Issue 3 (174)



ornaAaun NITEPATYPU / LITERATURE REVIEWS

One of the first experimental models of peritonitis
by foreign authors was the model of Clowes G. et al.,
who applied ligature to the cecum of dogs, resulting in
necrotic changes in the dome of the cecum, with par-
allel development of intestinal obstruction and further
development of peritonitis, but this model, according to
the authors, was uncontrolled and unstable due to un-
controlled bacterial content of the necrotic part of the
intestine, as well as different terms of cecal rupture [82].
Therefore, in the 1980s, this model was modernised by
Wichterman K. et al. by combining ligature application
to the cecum’s dome with its subsequent puncture with
18G and 22G cannulas. This technique became the gold
standard model of peritonitis. This technology combines
tissue necrosis and polymicrobial intra-abdominal sep-
sis. The method of ligation and cecum puncture simu-
lates perforation of a hollow organ with subsequent
faecal contamination of the peritoneal cavity, which
is similar to perforated appendicitis, as the cause that
most often causes peritonitis, as well as the formation of
peritoneal abscesses [35, 83].

Liu X. et al. decided to reproduce the method of
Wichterman K. except for the stage of puncturing the
cecum. They changed the size of the puncture needles
to 14G, 16G, and 22G and their shape to triangular,
thereby increasing the mortality rate in the experimen-
tal group [84].

Scheiermann P. et al. proposed a model of cecum li-
gation in rats with a 1.5 cm long section to simulate se-
vere intraperitoneal sepsis, which was characterised by
an acute onset and high mortality [85].

The model of ligation and puncture of the cecum as
a method of polymicrobial sepsis induces a haemody-
namic, immunological and biochemical response in the
experimental animal that is as similar as possible to the
septic response observed in humans. The advantage of
this method is that the researcher can control and reg-
ulate the amount of ischaemic or necrotic part of the
cecum by shifting the ligation length, as well as regulate
the volume of faeces entering the perforated holes by
changing the needle size or the number of perforations.
All this affects the severity of peritonitis, the possibility
of abscess formation and, as a result, mortality. Also, this
method, in all its modifications, is excellent for studying
both surgical treatment using relaparotomy, lavage and
rehabilitation of the peritoneal cavity, and conservative
treatment with antibiotics, as well as their combination
[24, 43, 45, 47,71, 79, 86-89].

Hryn V.G. and co-authors modelled septic peritone-
al inflammation by perforating the cecum alone. After
a midline laparotomy up to 3 cm, a part of the cecum
was localised and brought into the wound. The apex of
the cecum was perforated in four different places —in a
diamond-shaped manner by using a 16G injection nee-
dle. The intestinal contents were obtained from all per-
foration holes, the intestinal contents were removed dry
with a napkin, the cecum was immersed in the abdom-
inal cavity, and the wound was sutured. Peritonitis de-
veloped in all experimental animals, and in all cases, the
perforations were tamponaded with a greater omentum
or epididymal omentum, and the spread of peritonitis
was limited and localised [42].

The model of stent peritonitis of the colon was first
described by Zantl N. et al. and involved the placement
of a stent created from an intravenous catheter of appro-

priate diameter in the ascending colon 1 cm distal to the
ileocecal junction; the left stent created conditions for
prolonged release of intestinal contents into the perito-
neal cavity, and as a result, the development of polymi-
crobial intraabdominal sepsis. Further, the author him-
self improved the methodology by surgical treatment of
this model to determine whether removal of the stent
as a septic focus could prevent the death of the experi-
mental animal after induction of peritonitis. After 3-5-9
hours, the animals underwent a relaparotomy with re-
moval of the stent and suturing of the perforation. As a
result, after 3 hours, the survival rate was 100% of the
experimental animals, while after 9 hours, the mortality
rate was 100% [80].

Traeger T. et al. proposed and described a mouse
model using a stent (1-2 mm diameter cannula, 14G, 16G
and 22G sizes), which was inserted into the ascending
colon and fixed to it with sutures, resulting in a constant
leakage of intestinal contents into the peritoneal cavity
of the experimental animal and called it stent peritoni-
tis of the ascending colon. The procedure leads to the
development of peritonitis, systemic bacteremia, organ
infection with intestinal bacteria and systemic inflam-
matory response syndrome, as well as to the successive
sanitation of the infection site in the peritoneal cavity.
The mortality rate of this technique can be controlled by
the diameter of the inserted stent, with the largest size
of 14G achieving 100% mortality [79].

The method of stent peritonitis of the colon causes
diffuse, generalised peritonitis, with the gradual devel-
opment of sepsis and multiple organ failure. It does not
contain necrotic and damaged tissue but is technically
difficult to model. As in the previous model, the sever-
ity of septic damage and mortality can be regulated by
changing the size of the stent implanted in the experi-
mental animal [19, 35, 47, 78-80].

Conclusions.

Thus, the study reviews different variants of perito-
nitis modelling in experimental conditions in different
animals, which are most relevant to the real clinical
picture in humans. Each of the described models has
several features that can form its uniqueness, both pos-
itively and negatively. Experimental modelling of asep-
tic and septic peritoneal inflammation is an important
area of modern research, as it allows for a deeper un-
derstanding of the pathophysiological mechanisms of
this complex disease. Despite certain shortcomings in
various models, their use significantly contributes to the
development of effective therapeutic and surgical treat-
ments, as well as reveals a more detailed understanding
of the morphological manifestations of this pathology.
Further development and improvement of models are
critical for creating pathogenetically based approaches
to treating peritonitis in humans. The more accurately
experimental models reproduce the course of the dis-
ease in humans, the more reliable the results are. This
emphasises the need to continue work in this area to
achieve higher accuracy and efficiency in diagnosing and
treating peritonitis.

Prospects for further research.

Further study, improvement, and reproduction of
methods of experimental modelling of peritonitis can
help practitioners create protocol approaches to the
treatment of peritonitis in humans and children.

ISSN 2077-4214. Bicuuk npo6nem 6ionorii i meguuunn — 2024 — Bun. 3 (174) / Bulletin of problems in biology and medicine — 2024 - Issue 3 (174) 27



ornaaun NITEPATYPU / LITERATURE REVIEWS

DOI 10.29254/2077-4214-2024-3-174-24-35

YOK 616.381-002-071

Jlaxoecwukuii B. 1., LLlenimobKo B. 1., Ocinos O. C., flpaboscwbKuli B. C.,
CynpyHeHKo C. M., binaw C. M., EpoweHKo I". A.

CYYACHI METOAU EKCNEPUMEHTA/IbHOIO MOAENTIOBAHHA NEPUTOHITY:
ornaa TA NEPCNEKTUBU

MNonTaBcbKui gepKaBHUII MegUuuHUA yHiBepcuTeT (M. MonTaBa, YKpaiHa)
s.bilash@pdmu.edu.ua

lMepumoHim — ye 3anasneHHA oyepesuHu, wo mae ¢asHuli nepebie, cynposodHyeMsCA nape3om moHkoi abo
moecmoi KUWOK, eHO02eHHOH IHMOKCUKAYI€r i MOpYWeHHAMU 20Meocma3sy ma AK HaC1i0OK BUHUKHEHHA MPO8iOHUX
CUHOpomis: cucmemMHoi 3anasabHOI peakyii, eHOomenianbHOi AuchyHKUii, eHmepansbHoi HedocmamHocmi ma
iHmpaaboomiHaneHoI 2inepmeHnsii. Lie epizHe 30X80pHBAHHA OpP2aHi8 04epPe8UHHOI MOPOHCHUHU, AKe 3aAUUAEMbCA
00Hi€t0 3 akmyanbHUX npobaem aboomMiHanbHOI Xipypeii, nemansbHicme 8i0 AKo20 ca2ae 27%, a npu npozpecysaHHi
30X80PHOBAHHA MA PO3BUMKY CenMuUYHO20 WOKY i noniopeaHHoi HedocmamHocmi moxce docaeamu 90%. Tomy
memoro by0db AK020 eKcriepuMeHmMasnbHO20 00CiOHeHHSA € po3pobka ma anpobayia cnocobis cmaHoapmu3os8aHoil
mooesni nepumoHimy, MAakCUMasabHO CXO#020 00 nepumoHimy ModuHU, 047 N00aAbWO20 BUBHEHHA MEXAHI3MI8
lioeo po3sumky ma ouiHKU egekmusHocmi crocobie (io2o nikysaHHA. Tomy mMemor Hawoi pobomu 6yno
npoaHanizysamu ma y3azanabHUMuU icHyro4i OaHi animepamypu npo eKcrnepumMeHmassbHi mMmodeni rnepumoHimy.
ExcrnepumeHmasnbHe MOOent8aHHA acenmu4H020 ma cernmu4H020 3araneHHA 04epesuHU € 8aXUBUM HAMPAMOM
Y Cy4acHUX 00CNiOHCeHHAX, OCKinlbKU 00380/5€ 2aubwe 3p03ymMimu namogizionoziyHi MexaHi3mu ybo2o CKAad0Ho20
3a0x80prto8aHHA. lonpu HaAsHICMb nesHUX HeAO0IKI8 y Pi3HUX MOOesAX, IX 3aCMOCY8AHHA 3HAYHO CIIPUAE PO3BUMKY
eheKmusHUX mepanesmMuYHUX i XipypaiYHux memodis niKy8aHHA,  MAKOX PO3KpUBAE binbw 0emasibHe PO3yMiHHSA
MopgosnoeiyHUX rpossie 0aHoi namosoeii. Modansbwia po3pobka Mma 800CKOHAAEHHA mModesneli nepumoHimy €
KPUMUYHO 8aM(AUBUMU 01 CMBOPEHHA Namo2eHemu4yHo obrpyHmosaHux nioxodie 00 NiKy8aHHA nepumoHimy y

nrooedl.

Knrouosi cnoea: nepumOHim, acernmu4YHe 3arnaseHHA, eKcrepumeHmasribHe MOOesnB8aHHA CernmuyYHo20

nepumoHimy, oyepesuHa, Caina KUWKa, seanuxkuli Yyeneuys.

3B8’A30K nyb6niKauii 3 n1aHOBMMMU HayKOBO-A0CNIg-
HUMMK poboTamu.

Pobota € ¢pparmeHtom HAP Kadeapu aHaTtomii 3
KNIHIYHOK aHATOMIEI Ta OnepaTMBHOLO Xipyprieto: «[Ma-
TOTEHETUYHI MEeXaHi3MM MOCTCTPECOPHMX PO3/aAiB 3a
YMOB AT eK30reHHMX BMNAUBIB | YNHHWKIB BOEHHOIO Yacy
Ta MOLUYK MEeTOoAiB iX KopeKLii». Homep aep»kaBHOi pee-
cTpauii 0124U003313.

Bcryn.

AKTYanbHiCTb Orna4y Cy4aCHUX MEeTOAIB MOAE/OBAH-
HA NepPUTOHITIB 06yMoBAEeHa HEOOXIAHICTIO y3araibHeH-
HA HAABHWX 3HaHb, BUAB/MEHHA NepeBar i HeAoNiKiB ic-
HYHOUMX MOAENEN, @ TAKOXK BU3HAYEHHA NEPCNEKTUBHUX
HaNPAMKIB 4NA NoAanblMX OCAIAXeHb. epUToHIT —
LLe rpi3He 3aXBOPIOBAHHA OPraHiB 04epPEBUHHOT MOPOXK-
HUHU, AKe 3a/IMWAETbCSA OAHIEID 3 aKTyaIbHUX Npobiem
abaomiHanbHOI Xipyprii, neTanbHiCTb Big, AKOro carae
27%, a Npu NporpecyBaHHi 3aXBOPIOBAHHA Ta PO3BUTKY
CEeNnTMYHOrO LWOKY i NONIOPraHHOI HeAOCTAaTHOCTI MOoXe
pocaraty 90%. Himewbkuia xipypr I. BerHep B XIX cT. cKa-
3aB WO «fl Ta MOE NOKONIHHA BUXOBAHi B CTpaxy nepes
Borom Ta NepuUTOHITOMY», Yepes CTO POKIB Xipypramu bys
[ONOBHEHUIM AaHUI BUCAIB «...cTpax nepes borom npo-
MWOB, a Nepes NepuToHiTom 3aamwmnsca» [1-5].

3a eTio/IoriYHO CTPYKTYPOK MEPUTOHIT NPUNHATO
PO3MNOAINATU HA NEPBUHHWUI, BTOPUHHWUI Ta TPETUHHUNA.
MNepBUHHMI NEPUTOHIT abo CNOHTaHHMI BaKkTepiabHUI
NEePUTOHIT, BUHUKAE 6€3 MOLKOAMKEHHA LiNiCHOCTI opra-
HiB O4epPeBUHHOI MOPOXKHMHMW, | HE CYNPOBOAMKYETLCA NO-
TPanIAHHAM B O4ePEBUHHY MOPOXKHMHY BMICTy MNOPOXK-
HUCTUX OpraHiB. BMKAMKaHWUA MiKpoopraHiamamu, Aki
NoxoAATb i3 AKepena No3aoyepeBUHHOT NOPONKHUHM, Y
YKIHOK Lie 3a3BKMYali Streptococcus rpynu A, SKnii NPoHu-

Ka€ 4,0 0O4EePEBUHHOI MOPOXKHMHM Yepes cTaTeBi Waaxu. Y
NALiEHTIB AKIi 3HAXOAATHCA Ha NEPUTOHEANbHOMY Aianisi
MOXKe Yepes KaTeTep NpoHuKatu Staphylococcus, BUKAK-
Kaloumn NepBUHHUIA NEPUTOHIT. BTOPUHHUIA NEPUTOHIT €
HanyacTiwow ¢opmoto iHTpaabaomiHanbHOI iHdeKLT,
AKUIN BUHUKAE BHacNigok nepdopauii Ta abo gecTpykuii
OopraHiB o4epeBUHHOI NMOPOXKHUHU. 3a3BMYAN XapaKTe-
pu3yeTbca aepobHMM abo aHaepobHUM NONIMIKPOBHUM
YParKEHHAM O4YEePEBUHHOI NMOPOXKHUHWU. TPETUHHUI Me-
PUTOHIT abo nNepuToHIT 6e3 MaHipecTyrouoro axkepena
iHpeKLii 3a3BMYai PO3BMBAETLCA B MicasonepaliiHomy
nepioAi y XBopux, AKi NepeHecnn eKkCcTpemasnbHi Y1 Kpu-
TUYHI CcUTyauii, y AKUX CNOCTEPIraeTbCA BUPaAXKeHe npu-
FHIYEHHA MeXaHi3MiB iIMyHHOro 3aXMCTy Ta NMPUCYTHICTb
nosiiopraHHoi HegocTaTHOCTI [4-13].

EtionatoreHe3s nNepuTOHITY  MNPAMOMNPONOPLINHO
3aN1E}KNTb Bif, PIiBHA MOLWKOAMKEHHA OpPraHiB LWAYHKO-
BO-KMLUKOBOTrO TPAKTY Ta AK HAC/MiAOK BMICTy MNOPOXHMU-
CTOro opraHa, AKUIN BUAINAETHCA B O4EPEBUHHY MOPOIK-
HUHY. Y naToreHesi NepuUTOHITY roNIOBHUM GaKTopom €
nosliMikpobHa iHpeKL,in, AKa cnpUYMHEeHa aepobHUMK Ta
aHaepobHUMKU MiKpoopraHismamu. Halibinbw yacTiwm-
MU aepobHMMKU MiKpoopraHiamamu € eHTepobaKTepii,
AKi MOXKYTb 3yCTPIYaTMCA AK MOHOKYNbTYPaA TaK i B KOM-
6iHaL,ii 3 eHTepOKOKaMM, CTPENTOKOKaMu Ta cTadinoKo-
Kamu. B 61m3bko 70% BUNAAKiB BUCIBAETbCA acouiaLii
HeKAoCTpUAaianbHNX aHaepobHUx BakTepili pa3om 3 ae-
pobHoto mikpodnopoto, Toai Ak A0 30% BUMNAAKIB TiNIbKK
aHaepobHa ¢nopa. AHaepobu Ta aepobu no-pisHomy
BM/IMBAlOTb HA Nepebir nepuToHiTy. Aepobu nepesakaTtb
Ha NOYATKOBUX CTaZifAX 3aMasibHOIO NPOLLECY OYEPEBUH-
HOi MOPOXHWMHW, TOA] AK aHAaepobu NPUEAHYIOTLCA Ha
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Ni3HIX CTaZiAx i AK HAaCNigOK BiANOBIAAOTb 33 PO3BUTOK
rPi3HUX THIMHUX yCKNagHeHb [5, 14-18].

JlabopaTopHi eKcnepuMeHTasIbHI TBapUHM € 06’ eKTa-
MW N1 YUCNEHHUX MEAMYHUX Ta eKCnepuMeHTaIbHUX
OOCNigXKeHb, aHATOMIYHMX, isionoriyHnx, natogdisio-
NIOFIYHUX, IMYHONOTIYHUX, MeTaboniuHux, BGioximiuHux,
OHKOOTiYHUX Ta iHWKX. JTabopaTopHMi LLyp Ta nabopa-
TOPHa MULLA HA JAHWUA MOMEHT € HaNYaCTILLO TBAPUH-
HOK MOAENI0 NEPUTOHITIB | OCNIAXKEHDb 3aXBOPHOBAHb
LUTYHKOBO-KMULLKOBOFO TPAKTY, Yepes /IerkicTb ekcrnepu-
MEHTIB, AOCTYMHICTb rEHEeTUYHO MOANPIKOBAHNX BUAIB,
BiA4HOCHO HM3bKYy BapTICTb iX YTPUMAHHA, @ TAKOXK Y
NOPIBHAHHI 3 N0ANHOW, NabopaTopHi Wypyu Ta MULLi
MatoTb NoAibHy aHaTomiuHy 6ya0BY BHYTPILLIHIX OpraHis
[19-32].

OcHoBHi npobnemu nikyBaHHSA NEPUTOHITY nonsra-
10Tb Yy Oro nonieTionoriyHocTi Ta 6aratodpakTopHocTi. Y
3B’A3KY 3 UMM MOLUYK HOBUX MiAXOAiB Y NiKYBaHHI TAXK-
KMX GOpM NEPUTOHITY 3a/IMLLIAETLCA OAHUM 3 HAWbiNbLL
BAX/IMBMX Ta aKTyanbHWUX 3aBAaHb Cy4acHOi Xipypri,
OCKi/IbKM NOCTA€E NUTAaHHA B PO3YMiHHI NpOLLeCciB pO3BUT-
Ky €HAO0reHHOi iIHTOKCKMKaLii Npu NepUTOHITI i € KAKOYO-
BMM HaMpsMKOM Yy NOrnnbieHomy BUBYEHHI edeKTMB-
HOCTi MeTOZiB NAMBY Ha SlaHKM MOro natoreHesy. Tomy
MeToto ByAb AKOrO eKCNepUMEHTaNbHOIO AOCNIAKEHHA
€ po3pobKa Ta anpobauis cnocobiB cTaHAAPTU30BaAHOI
Mmozeni NePUTOHITY, MaKCMMalbHO CXOXOro A0 NepuTo-
HITY NIOAWMHU, ANA NOJANbLIOTO BMBYEHHA MEXaHi3MiB
Oro po3BUTKY Ta OLHKM epeKTUBHOCTI cnocobis Moro
NiKyBaHHA. KN1040BOK YMOBOIO B po3pobLi cnocoby mo-
OEeNtoBaHHA NEPUTOHITY € MO0 BiATBOPIOBAHICTb Ta OA4-
HOTUNHICTb [4, 14, 29, 33].

MerTa gocnigKeHHs.

MpoaHanizyBaTn Ta y3araJbHWUTU iCHYIOUI AaHi fiTe-
paTypu Npo eKcnepumeHTasibHi MOAeNi NePUTOHITY.

O6’eKT i meTOAU AOCNiAXKEHHA.

Len 6ibniorpadiuHmin aHani3 FPYHTYETbCA Ha 3aKop-
OOHHUX Ta BITYN3HSAHMX CTATTAX, KHUIax Ta MOHorpadisx.
Ona nocrtaBneHoi MeTM [aHOrO CUCTEMHOrO OrnAaay,
NOLUYK NliTepaTypu 34iACHIOBABCA Y MepeXi «IHTepHeT»,
HayKoBO-meTpuyHUXx 6asax PubMed, Web of Science,
Google Scholar, 3a knwo4yoBMmMM cnosamu: «Animal
models of peritonitis», «Animal models of sepsis»,
«Experimental abdominal sepsis», «Peritonitis models»,
«Peritonitis», «ekcnepMmeHTanbHE MOAENOBAHHA Me-
PUTOHITY», «eKCnepumeHTaNbHE MOAENtOBAHHA acen-
TUYHOTO 3aNaNieHHA OYEPEBUHUY, KMEPUTOHITY, «oYepe-
BMHay. Mepiog, nowykry nposeaeHnn Ao 2024 poky.

OCHOBHa YacTuHa.

3rigHO gxKepen nitepaTypHUX LAHUX Ha CbOrogHi
icHye 6e3niy cnocobiB eKkcnepMMeHTasbHUX MOAeNen
NepuToHITY, fAKi 3rigHO 0cobiMBOCTENM MOAENOBAHHA
3aMasbHUX NPOLECIB HAa OpraHax O4epeBUHHOI MOPOK-
HUHM MOYKHA PO3A4iNNTM Ha AeKinbKa rpyn. Mepuwa rpyna
BK/IlOYana B cebe eKcnepuMeHTasibHUX TBapWuH, B oye-
pPEBUHHY NMOPOKHUHY AKMM BBOAWN CTOPOHHI Tina pis-
HOMaHITHi 33 CBOIM NOXOAXKEHHAM Ta PEYOBUHM Pi3Hi 3a
XiMiYHUM cknagom [34-40]. [pyra rpyna — e ekcnepwm-
MEHTa/IbHI TBAaPUHU AKMM B O4YEPEBMHHY MOPOMKHUHY
BBOAMAM ayTo-, abo ano- 6aKkTepianbHi KynbTypn [12,
20-21, 25, 29, 33, 35, 39-41]. TpeTa rpyna — ue TBapu-
HU AKMM NEPUTOHIT MOAENIOBA/M LWAAXOM MEXAHIYHOTO
YLWKOOKEHHA OpPraHiB LUIYHKOBO-KMLLUKOBOIO TPaKTy 3
NOPYLUEHHAM LiNICHOCTI iX NPOCBITY Ta NOTPANAAHHAM
BMICTy B OYEepeBMHHY MOPOXKHUHY Ta YeTBEpTa rpyna,

AKa € KOMbiHaLiEl0 MEeTOZIB eKCnepMMeHTasIbHOro Mo-
OeNoBaHHA roCTPOro NepPUTOHITY Y Pi3HMX NOEAHAHHAX
[21, 24, 28, 35, 39-47].

OnocepeaxroBaHa MoaeNib NEPUTOHITY AKa byna onu-
CaHa B cepeamHi XX CcT. Ma€ Ha3By ninonosicaxapuaHa
abo eHOOoTOKCMHOBA MoOAeNb cencucy. EHAOTOKCUMHM
— Lue NinonpoTeiHOBI BYrneBOAHI KOMNAEKCH, AKi npu-
CYTHi B KAITMHHUX CTiHKaxX rpamHeraTMBHUX OaKTepil.
Mogenb 6a3yeTbcs Ha KOHLENL,i, 3rifHO 3 AKOM cencuc
MOXKe BYyTU BUKNUKAHUI HE CaMMM NaTOreHOM, a MOXKe
ABNATU COOOM KiHLEBMI pe3ynbTaT peakKLii opraHiamy
rocnogaps Ha bakTepianbHi NpoayKTM abo eHOOTOKCU-
HU, AKi 6ynn BBeAEHI BHYTPILLHbOOYEPEBUHHO abo BHY-
TPiWHbOBEHHO. [icna iHTpanepmnTOHeanbHOro BBEAEHHA
ninonosicaxapuais BUHUKAE rOCTpa eHO0TOKCEMIA, AKa
CMPUYMHIOE Y EKCMepUMEHTaIbHUX TBapUH CUCTEMHY
apTepianbHy rinoTeH3it0, NOPYLUYE CKOPOYYBaNbHY 34aT-
HiCTb MiOKapA4a Ta MNiABULLYE LIMPKY/IIOKOYI PiBHI 3ananb-
HUX LMTOKIHIB: GaKTopy HEKPO3y MyX/IWH, iHTep/eliKi-
Hy-6 [39-40, 43, 48].

Liu S. Ta iH. mogentoBanu ninononicaxapug iHayKo-
BaHWA NEPUTOHIT Ha MMLIAX, LWAAXOM OLHOPA30BOro
iHTpanepuUTOHeaNbHOrO BBEAEHHA OYMLLEHOrO Jino-
nonicaxapuay Escherichia coli 8 gosi sig 1 mr/kr go 25
Mr/KF Macu Tina ekcrneprMmeHTabHOI TBapuHKM. Peakuis
nigaocnigHNX TBapUH Ha ninonoaicaxapug 4eMOHCTPYE
[0303aneXKHnI edeKT, Tak MeHLa 032 BUK/MKAE rinep-
OVNHAMIYHUWI CTaH, a 6inblla f03a rinoTeHsito Ta rinoTep-
mito [49].

Pan pocnigHukis Rao T. Ta iH. a TakoxK Volman T. Ta iH.
BMKOPWUCTOBYBa/IM MOAENb iHTPanepuUToHea bHOro BBe-
OEHHA 3MMO3aHy — Lie 6iononimep 06010HKM APiKAKO-
BOI KNITUHU, AKNIA BUK/IMKAE CUbHY 3anasibHy peakLito.
ABTOpPM BIAMITMAIN TPUMOAANBHY BiANOBIAb MaKpoopra-
Hi3My Ha 3MMO3aH, CNOYaTKy BMHWKAE MPOTM3anasabHa
BiZNOBIAb, AKa TPMBAE AEKiNbKa Aib i MOXKe CnpUYnNHIO-
BaTM [0303a/1€KHY CMEpPTHICTb, MOTIM HacTae nepiof
XPOHIYHOrO 3anasieHHA Nerkoro CTyneHs, i AK KiHueBa
CTajifa NporpecyBaHHA 3anaseHHA, PO3BMTOK NOJiOpPraH-
HOT He4OCTATHOCTI Ta CMepTHIcTb [50-51].

Kamegai N. Ta Iguchi D. TakoX moaentoBann ekcne-
PUMEHTANIbHUIN TPUOKOBUI NEPUTOHIT, 3aBAAKM MOB-
TOPIOBAHHIO BHYTPIWHbOOYEPEBUHHUX BBEAEHb 5 mr
3MMO3MHY NicNA NonepeaHboro iHTPanepUToHea bHOro
BBeAeHHA A0 80 MMMO/b/N PO3YMHY METU/IFTIOKCaO
[52-53].

3 MeTol MOAENtOBaHHA acenTUYHOro MEepPUTOHITY
Iversen P. 3acTtocyBaB BHYTPiLLHbOOYEPEBUHHE BBELEH-
HA 1 MA PO3YMHY KaseiHy B 403i 50 Mr/Kr ekcnepumer-
Ta/IbHOi TBAPUHWN PO3YMHEHOTO B $i3i0N0riYHOro posym-
HY HaTpito xnopuay [54].

LWeniTbko B.l. 3anponoHyBaB crnocib moaentoBaHHsA
ACenTUYHOro 3anafieHHA OYEepPEeBMHM, @ TAKOXK iHWWUX
CEPO3HUX 060IOHOK EKCNEPUMEHTANIbHUX TBAPWH, LUAA-
XOM iHTpanepuToHeanbHoi iH’eKuii A-kapariHeHy B 103i
5 mr Ha 1 mn ¢isionoriyHoro posumHy HaTpito xaopuay
[36-38, 55]. Cunamnsmit B. TakoX moaentoBas acenTuy-
HUMA MNEPUTOHIT LWNAXOM BHYTPILUHbOOYEPEBUHHOTO
BBEAEHHA y-KapariHeHy B A03i 5 ma/1m. i30TOHIYHOrO
po34ymMHa HaTpito xnopuay. Ha ocHoBI npoBeageHoro ao-
CNigyKeHHA nNiaTBepAsKeHa cTagiliHicTb nepebiry ekcne-
PUMEHTA/IbHOTO NEPUTOHITY 3 XapaKTEPHUMWN ONA KOXK-
HOT CTagii MiKpocyaAnHHUMM 3MiHamu [56].

KBawHiHa A.A. mogentoBana acenTMyHe 3anasieHHA
OYepeBMHU Ta NEPUTOHEaANbHi 3/YKM LUAAXOM YLUKO-
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OsKEHHA napieTasibHOI 04ePEeBMHU B HUMKHIX KBaZpaHTax
YKMBOTa eKCnepuMeHTaIbHOI TBAPUHWU — CTaTEBO3PINOrO
wypa ninii Wistar B noegHaHHi 3 abpasieto ceposHoro
NOKPMBY CAINOI KULWIKK, 33 AOMNOMOrOH LEepBiKaabHOI
LLITOYKM B3LOBXK CNINOT KMLIKM L0 YTBOPEHHA TOYKOBUX
KPOBOBMAUBIB MO TUMNY «KPOB'AHOI pocu» [57].

Nishimura H. Ta iH. 3anponoHyBaan moaenb acen-
TUYHOTO HeiHdEKLiMHOro NepuToHITY — «3iWKpi6 mo-
OeNb NepuToHiTy» (scraping model). 3rigHo akoi nicns
nanapoTomii npotarom 60 ceK. 3a gonomoroto 15 mn
LeHTpudyKHOI Npobipkn abo 90 ceK. 3a JONOMOroto
KOBMayKa 3 iH’€EKLiMHOI rofIKM BMKOHYBasN TOTa/lbHUM
3iWKpi6 napieTanbHOi o4epeBUHN [58].

3 MeTol MOZEe/IOBaHHA acenTUYHOrO 3anajseHHsA Ta
nepuToHeasnbHoro ¢ibposy pajg aBTopiB BUKOPUCTOBYBA-
N Pi3Hi XiMiYHI pevyoBUHM, TaKi AK 0,1% xnoprekcmanH
TNIOKOHAT, 15% eTaHon, MeTUAMNIOKCan, Ae30KCUX0NaT;
iHWIi iIMNNaHTYBaIM B OYEPEBUHHY MOPOMKHUHY CUNIKO-
HOBWI KaTeTep [59-62].

lpuHb B.I. Ta cniBaBTOpM BnepLlue NPOBENN eKcre-
PUMEHTaNIlbHE MOAENOBAaHHA aCENTUYHOrO MEPUTOHITY
LWJIAXOM 3aHYPEHHA B OYEepPEeBUHHY MOPOXKHUHY CTaTe-
BO3pI/IOr0 LLypa-CamMLA CTEPUNbHOI KEeTFyTOBOi HUTKW,
AKa BOJIOAIE @HTUrEHHWMW BAACTUBOCTAMM, PO3MiPOM
2/0, ToBwmHo 0,3 MM Ta A0BXUHOW 17 cm, AKa byna
CKpy4eHoi B KNybok po3mipom 1 cm? Y Bcix BUNagKax
Oy/IN aKTMBOBAHI MEXaHi3MM MicLLeBOi IMyHHOT cucTemm
3@ PaxyHOK 3axOM/IeHHA Ta BiATOPrHEHHA YY»KOPiAHOro
cybcTpaty BenukuMm 4enuem abo enianaMmanbHUmM
yenuamu [34, 63].

Binooknn O.B. 3anponoHyBaB METOAMKY MOAENIo-
BaHHA YKOBYHOFO NEPUTOHITY B EKCNEepPUMEHTI, fKa Mo-
NArana B CTBOPEHHI 3a AOMNOMOrol0 TepmoKoarynauii
nedeKTy B CTiHUi CNifibHOI *KOBYHOI NpoToKK [64]. Hu-
yutarino M.KO. Ta iH. 3aNpPONOHYBaB METOAMKY Mopae-
NIIOBaHHA KOBYHOIO MEPUTOHITY Ha KPOAX: 3 MiHinana-
POTOMHOTO AOCTYyNy /IOKaNi3yBaB }KOBYHUIN Mixyp Ta 3a
[O0MOMOrO0 CKaNbNens BUKOHYBAB PO3pi3 MOro CTiHKK
B AinAHUi gHa o 0,8 cm, AK HACNigOK B O4YepeBUHHY
NMOPOXHUHY eKCNepUMeHTaNbHOI TBAPUHM NOTPANAAN0
1,5-3,0 mn »oBYi, WO NPU3BOANNO A0 PO3BUTKY CEPO3-
HO-}ibpMHO3HOro NepUTOHITY [65].

TakoxX OyB 3anponoHOBaHMI iHWKI cnocibé moge-
NIOBAHHA OBYHOMO MEPUTOHITY, LJIAXOM YBEAEHHA B
04YepeBMHHY NOPOKHUHY KPOAiB CTEPUABHOI MeaUYHOT
»KoBuYi. MoyaTKoBa [03a *KOBYi 6yna 5 M, ane KoXKHil
HACTYMHIM eKCcnepuMeHTanbHI TBApWMHI 403y NigBuLLy-
Bann A0 40 mn. O3HaKM NepUTOHITy Bynu BUABNEHI Tiflb-
KM B O4Hi TBapMHi 3 403010 KoBYi 40 M. PAgom aBTOpiB
Andersson R. Ta Cugopuyk P. 6yB 3anponoHOBaHMin KOM-
6iHOBaHMI cnocib MoaentoBaHHA OBYHOTO MEPUTOHITY,
LUAAXOM iHTPANepPUTOHEeaIbHOrO BBEAEHHSA YKOBYI 3 Na-
ToNoriYHMM cybcTpatom. Ponb natonoriyHoro cyberpaty
BMKOHYBanu bakTepii, B ocHoBHOMY Le byna Escherichia
coli 3x10® KYO pasom 3 1 mn oBui, abo Bacteroides
fragilis 105 KYO /mn 3 po3spaxyHKy 7,5 mji/Kr macu Tina
i 3koBY abo ayTOKpoB 1 MJI/Kr macu Tina ekcnepumHe-
Ta/IbHOI TBapuHU [66-67].

Ahrenholz D. npu BMBYEHHi MEPUTOHITY 3anpono-
HYBa/IM 3aHYPUTU B OYEPEBUHHY MOPONKHUHY LLypam
0,5% 6uyaunii GibpUHOBUIA 3ryCTOK, AKUIA MICTUTb LITAM
Escherichia coli 108 KYO, Ha 10-Ty eKkcnepuMmeHTanbHy
[ob6y cmepTHicTb carana 90%. Y 100% TBapuH yTBOptO-
I0TbCA BHYTPIilWHbOOYEpPEBUHHI abcuecu [19, 68].

[Ons BMBYEHHS naTodisionorii iHTpaabgomiHanbHO-
ro cencucy 3anpornoHOBaHO MOAENb MONIMIKPOBHOro
NepuUTOHEeasIbHOro CEencucy «CycrneHsii crinoi KULWKn»
(«cecal slurry») y HOBOHapoOAKEHMX MULLEN, BPAXOBYHO-
4K IX MaNeHbKUI PO3MIp Ta TAMKKICTb BUKOHAHHA iHLIMX
MoZene NepuToHITy, TaKMX AK NiryBaHHA Ta NyHKLIA
CAiNOi KMLWLKM YM NMOCTAaHOBKA CTEHTY B 060408y KULLKY
Ta iH., WO AA€ 3MOTY eKTPanontoBaTh AOCAIAKEHHSA B He-
oHaTonorii. JJaHa meToguKa nepenbayvae BHYTPILLIHbOO-
YepeBMHHY iH'EKL,i0 BMICTY CNiNOi KULWKKM MULLI-A0HOpPa
— MU peumnienTy B Ao3i 1,1-1,3 mr/r macu Tina. JaHa
MEeTOAMKA NPOCTa B XipypriyHOMY nAaaHi ii mogentoBaH-
HS, BiACYTHA XipypriyHa TpaBma abo iwemisauia TKaHWH,
TOYHO iIMITYE KNiHIYHMI nepebir abgomiHanbHOro cen-
CUCy, 33 PaxyHOK CTaHZAPTU30BAHOrO NOAIMiIKPOHHOro
iHOKYNATY, BUKNMKAE BiNbll paHHIO 3anasibHy BiAnoBiab
a TAKOXK Nepesara y MoAge/toBaHHi Ha BEUKIl KilbKOCTi
eKCnepuMeHTabHUX, HEOHATa/IbHUX TBapUHax [69-71].

Stamme C. Ta iH. BBOAWAW B O4EPEBUHHY NOPOXKHU-
HY MuLIaM cycneHsito Kany B Ao3i 8ig 0,125 mn/kr go 1,0
MA/Kr, Wo mictuna 6inble 40 wWrtamis aepobHUX Ta aHa-
epobHux bakTepilt (=107 KYO), cepen AKMX nepeBarkanu
Escherichia coli, Enterococcus, and Staphylococcus, ne-
TaNbHICTb KCNepPUMEHTaNbHUX TBAapUH csArana 6ansbKo
70% [72].

Mascena G. Ta iH. MOAENIOBANU TANKKUN Kanosui
NEPUTOHIT LLypamM LWAAXOM BHYTPILHbOOYEPEBUHHO-
ro seegeHHs 10% ayToreHHoro Kany. OKpemo KOXKHii
TBapUHi 36Mpann 2 r BUNOPOXKHEHb Ta po34mHAAN B 20
mn 0,9% ¢isionoriyHoro pos3unHy HaTpito xaopuay, Aani
CYMiLLI rOMOTeHi3yBaN i NPOLiAKYyBaIM Yepe3 Map/to, 3
MEeTOl0 BUAANEHHA BEIMKUX YAaCTUHOK, Aani iHTpanepu-
TOHeasibHO BBOAUAN 6 MA/KF OTPUMAHOT cycneHsii B niBy
KNybOoBY AiNAHKY 32 4ONOMOrOH0 iH €KLiHOI roniku [73].

Buyne O. Ta iH. 3anponoHyBanu mogens 6akTepianb-
HOrO MEePUTOHITY 3 HM3bKOK CMEPTHICTIO Ta NepcUcTy-
ouYMMM abcuecammn YepeBHOI MOPOXNKHUHWU. [epUTOHIT
6yB BMK/IMKAHWUI LINAXOM 4YepesLLKipHOI iHTpanepuTo-
HeanbHOI iH'eKLii B NpaBU HUXKHIM KBagpaHT 2 M CTe-
punbHOI deKanbHOoi cycneHsii, Wo mictuna ¢ikcoBaHy
no3y Bacteroides fragilis 10* KYO, Ta 3pocTatoyi go3u
Escherichia coli (10%-10® KYO). Yepes roauHy nicns iHo-
KynALUii, ekcnepMmeHTasibHUM TBApWMHAM BUKOHYBaM
cepeamnHHy NanapoTOMito 3 CaHaLi€l0 04epeBMHHOI No-
POXKHUHK 5 mn cTepunbHoro ¢i3ioNoriYyHOro Po3yMHy
NaCl. Y Bcix gocnigsKyBaHux rpynax ytsopwuaocs Big 1
00 4 abcueciB 04epPeBUHHOT MOPOKHUHU, CMEPTHICTb
TBapWH cTaHoswmAa Big 10% no 70%, 3anexHo Big [03n
bakTepin [74].

Wandall D. Ta iH. 3aHyptoBann KenaTUHOBY Kamncyay
B OYEpPEeBUHHY MNOPOMKHUHY eKCrepuMeHTaNbHin TBa-
PUHi HanoBHeHy cymiwwo b6akTepin Escherichia coli Ta
Bacteroides fragilis 2,2x10° KYO, ctepunbHux dpekanii Ta
cynbdaty bapito, i BUABNANM EANHUI abCLeC Y BCiX LLypiB
6e3 netanbHUX Hacniakis [75].

Gonnert F. 3anponoHyBaB MoAeNb Ka/sioBOro nepu-
TOHITY, LWAAXOM BBEAEHHA B OYEPEBUHHY MOPONKHUHY
Lypa Yepes3 NpaBUl HUMKHIN KBagpaHT YepeBHOI CTIHKK
iH eKUiMHOI ronKkoto G21, cycneHsito NOACbKOro Kany
1,75 mAa/Kr TBapuHM, po3sedeHy $Gi3ioNoriyHUM posun-
Hom [76].

[JeAki aBTopy ANA MOAENOBAHHA MEPUTOHITY BUKO-
PUCTOBYBA/IN CYCMEH3it0 MIKPOBHUX KyAbTYp BUAINEHNX
Bi/ NALLIEHTIB 3 Pi3HOIO FOCTPOIO XipypPriYHOO NATOOTIED
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OpraHis YepeBHOI MOPOXKHMHU (FOCTPUIN aNeHANLUT, ro-
cTpuit xoneumctut) [19, 35, 41].

Ha cborogHilwHili AeHb LWMPOKO BUKOPUCTOBYHOTHCA
METOAMKM 3 MOLIKOAMKEHHAM LiNICHOCTI OpraHiB WayH-
KOBO-KMLWKOBOrO TPaKTy, TOMy, WO OakTepianbHe 3a-
6pyaHEeHHS OYepPEeBUHHOI MOPOMKHUHU € HAMYACTILWIOW
NPUYMHOIO CENTUYHOTO NEPUTOHITY y Ntogeit. Mepui mo-
Oeni XipypriyHoro NepuToHiTy 6yan po3pobsieHi B KiHLi
XX CT. Ta BK/OYalOTb B cebe MeToAMKY PO3TUHY CTiHKK
KULLKM, METOAMKY MepeB’A3KM CAINoi KULIKK, MeToau-
Ky nepeB’si3KM CNinoi KAWKM 3 Ti NYHKLUi€l0 Ta NepUTOHIT
BUCXiAHOT 06040B0I KNWKK [24, 26, 28, 42-45,47,69, 71,
77-81].

Wanimos O.0. oguH 3 nepwmx onucas cnocié mo-
OeNtoBaHHA NEPUTOHITY y cobak, LIAAXOM PO3CiYeHHs
CTiIHKW TOHKOI KULWKM A0BXUHOI 1-2 CM, NeTaNbHICTb Ha
3-Tto #oby carana 100% [81].

OfHi 3 NepLmx eKcnepumeHTanbHUX Moaenen nepu-
TOHITy 3apybixkHNX aBTOpiB, 6yna mogenb Clowes G. Ta
iH., AKi HaKNadanwu niraTypy Ha cainy KWWKy cobakam, Ak
HACNIAOK OTPUMYBA/IM HEKPOTUYHI 3MiHM KynoJa cninoi
KULLUKKW, 3 Mapane/ibHUM PO3BUTKOM KULUKOBOI Henpo-
XigHOCTI i NoAaNbLWMM PO3BUTKOM NEPUTOHITY, ane AaHa
MoZie/lb Ha IYMKY aBTOpiB By/1a He KOHTPONbOBAHA Ta He
cTabinbHa y 3B’A3KYy 3 HEKOHTPONbOBAHUM HaKTepiasb-
HMM BMiCTOM HEKPOTM30BaAHOT YaCTUHU KULLKK, @ TAKOXK
pi3Hi TepMiHM po3pumBY cninoi KuwkK [82]. Tomy, AaHy
mogenb y 1980-x pokax mogepHizysas Wichterman K.
Ta iH. WANAXOM KOMBIHYBAaHHA HaKAaZaHHA NiraTypu Ha
KYNOA CNiNoi KULWKM 3 NOAANbLUIOH ii NYHKLIED KaHONA-
mn 18G Ta 22G, gaHa meToAMKa CTasia 30/1I0TUM CTaH-
[ApTOM MoAeni NepuToHiTy. JaHa TeXHONOoriA NOEAHYE
HEKPO3 TKaHMH Ta NONIMIKPOBHUI iHTpaabaomiHanbHUA
cencuc. MeTogmKa NiryBaHHA Ta MYHKLiT CAINOT KMLIKK
imiTye nepdopauito NOPOXKHUCTOrO opraHa 3 nogasb-
WKM deKanbHUM 3abpyaAHEHHSAM O4YEPEBUHHOI MOPOXK-
HUHMK, AKa NoAibHa A0 nepdopoBaHOro aneHAUUNTY — AK
NPUYMHA, AKa HaNYaCTile BUKINKAE NEPUTOHIT, @ TaKOXK
dopmyBaHHA abcueciB 0YepPeBUHHOI MOPOXKHUHKU [35,
83].

Liu X. Ta iH. BupiWWAN BIATBOPUTU METOAMKY
Wichterman K., 32 BUHATKOM eTany 3 HAHECEHHAM Npo-
KONiB CAiMNOi KULWKK, BOHU 3MIHUAN PO3MIPU NYHKLIAHNX
ronok Ha 14G, 16G Ta 22G Ta ix popmMmy Ha TPUrPaHHY,
TMM CaMMM NiABULLYBaAN NOKA3HWKMN NETaIbHOCTI B EKC-
nepumeHTanbHin rpyni [84].

Scheiermann P. Ta iH. 3anponoHyBaan mogenb ne-
peB’A3KM CNINOT KMLLKKM Lwypam 3 il PO3TUHOM LOBXKUHOO
1,5 cm 3 MeTO MOAENIOBAHHA TAXKKOTO iHTpanepuToHe-
ANbHOTO Cencucy, AKa xapakTepulyBanaca roctpum no-
YaTKOM Ta BUCOKOO NeTasbHicTio [85].

Mogenb nepes’s3KM Ta NYHKLUIT CNINOi KULWKKU, AK
MeToZ, NoNiIMIKPOBHOro cencucy BUK/IMKAE remoAuHa-
MiUHy, iMyHONOTiIYHY Ta BioximiuHy peakLuito y ekcnepu-
MEHTA/IbHOI TBAaPUHM MAaKCMMasIbHO MOAIOHY A0 cenTnY-
HOT BignoBiAi Lo cnocTepiraeTbea y nogen. Mepesaroto
[aHOro MeToay € Te WO AOCNIAHUK MOXKe KOHTPO/0BATU
Ta PeryioBaTn BENIMYNHY iLIMMI3OBAHOI YN HEKPOTM3O-
BAHOT YAaCTUHM CAINOI KULIKKU, WAAXOM 3MilLeHHA A0B-
KUHW NiryBaHHA, a TAKOX peryntoBatn o6’em Kanosumx
Mac WO NoTpanATb 3 NepdopoBaHNX OTBOPIB LLIAXOM
3MiHW PO3Mipy rONKKM YuM KinbKocTi nepdopauin. Lie Bce
BMN/IMBAE HA TAXKKICTb NMEPUTOHITY, MOXKAMUBICTb dopMy-
BaHHA abcuecy Ta AK pe3yabTaT Ha CMEepPTHICTb. TakoX
OaHUA MeTof, Yy BCiX Moro moaudikauiax yyaosuin ans

OOCNIAXEHHA AK XipypriYyHOro NikyBaHHA LWIAXOM pena-
napoToMmii, naBaky Ta CaHaLlii o4epeBUHHOI MOPOXKHU-
HW, TaK i KOHCEPBATUBHOTO /liIKYBaHHA aHTMBIOTMKaMK, a
TaKoOX ix noeaHaHHsA [24, 43, 45, 47,71, 79, 86-89].

lpuHb B.T. Ta cniBaBTOpPU MogeNtoBanu cenTmyHe 3a-
nasieHHs 0YepPeBUHU, WWAAXOM TiNbKK Nnepdopauii chinoi
KUWKK. Micha cepengHbo-cepeanHHOI nanapoTomii o 3
CM /IOKaJli30BAHO Ta BMBEAEHO B PaHy YacCTWMHY CAinoi
KMLLKMK, 38 ONOMOTOH0 iH’ EKLiNHOT rofIkn po3mipom 16G
BMKOHaHO nepdopaLito BepXiBKM CNINOI KMWKKU B YOTU-
pbOX Pi3HMUX Mmicusax — pombonoaibHO, OTPMMAHO KMLL-
KOBMI BMICT 3 yCix nepdopaTMBHUX OTBOPIB 32 4ONOMO-
rot0 CePBETKM HACYXO BUAANEHO KULLIKOBUI BMICT, cAina
KWLLUKa 3aHypeHa [0 YepeBHOI MOPOXHUHU, HaKNageHo
LUBW Ha paHy. Y BCiX eKCnepumMeHTaIbHUX TBapMHax pos-
BMBABCA MEPUTOHIT, i Yy BCiX BMNagKax nepdopaTuBHi
oTBOpPM BYNM TaMMNOHOBAHI BE/IMKUM Yenuem Yyu enigu-
OMMANbHUMM YenuAMM, a PO3MNOBCIOAMKEHHA NEPUTOHI-
Ty 6yno obmekeHe Ta noKanisoBaHe [42].

Mogenb CTEHTOBOro NepuToHITY 06040BOI KMULLKK
Bnepwe 6yna onucaHa Zantl N. Ta iH. 1 nepenbayana
B cobi NOCTAaHOBKY CTEHTA CTBOPEHOrO 3 BHYTPIWHbO-
BEHHOro KaTeTepa BiANOBIAHOro AiameTpa y BUCXigHY
YacTUHY 06040BOI KULIKK Ha 1cm AuCTanbHiwe ineo-
LeKanbHOro 3’€HaHHA; 3a/MWEHUI CTEHT CTBOPHOBAB
YMOBW A5 NPOJIOHTOBAHOIO BUAiNIEHHA B O4EPEBUHHY
NMOPOXKHUHY KMLLKOBOTO BMICTY, Ta K HaCNiLOK pO3BU-
TOK NoAiMikpobHoro iHTpaabaomiHanbHOro cencucy.
[ani cammm ke aBTopom meToamKa byna BAOCKOHaNeHa
XipypriyHUMM NliKyBaHHAM AaHoi mogeni, o6 BU3HAYnUTK
UM BUAANEHHA CTEHTA, AK CENTUYHOTO BOTHULLA, 3MOXKe
3anobirtm NeTanbHOCTI eKcnepuMMeHTasIbHOI TBAPUHM
nicnAa iHayKuii nepuToHity. Yepes 3-5-9 rogmH TBapnHam
6yna BMKOHAHA penanapoTomis 3 BUAANEHHAM CTEHTY
i 3aWMBaHHAM nepdopaTUBHOrO OTBOPY. AK HACNIAOK,
yepes 3 rogmMHN BUKMBAHHA cKnano 100% eknepumeH-
TANbHUX TBAPWH, TOAi AK Nicna 9 roanMH CMepTHICTb CTa-
HoBwAa 100% [80].

Traeger T. Ta iH. 3aNpPOMNOHYBaaM Ta ONMCaNAN MOAeNb
Ha MMUWI i3 3aCTOCYBaHHAM CTEHTY (KaHto/i diameTpom
1-2 mm, 14G, 16G Ta 22G po3mipamu), akuii bys BBee-
HWI B BMCXigHY 06040BY KULWKY Ta GiKCOBaHWIA A0 Hei
WBaMK, AK HaACNiAOK, AOCATAETbCA MOCTIMHUIN BUTIK B
04YepeBUHHY MOPOXKHUHY eKCNePUMEHTAIbHOT TBAPUHMU
KMLUKOBOrO BMICTy Ta Ha3BaaW ii CTEHTOBUIN NEPUTOHIT
BUCXigHOT 06040B0OI KMWwKK. Mpoueaypa Npu3BOANUTb
[0 PO3BUTKY MEPUTOHITY, CUCTEMHOI BakTepiemii, iHOI-
KyBaHHA OPraHiB KULWKOBMMM BaKTepiamm Ta CUHAPOMY
CUCTEMHOI 3aManbHOi BiAMOBIAI, @ TAaKOX BMKOHYBAaTU
NocnifoBHI caHaLii BOrHuMLLA iHeKL,ii B ouepeBUHHIl no-
POKHMHI. JleTanbHICTb 4aHOI METOAMKU MOXKHA KOHTPO-
JIIOBATU AiaMeTPOM BCTaB/IEHOIO CTEHTA, 3 HalbiNbLlMMm
po3mipom 14G pocaraetbest 100% netanbHictb [79].

MeToarKa CTEHTOBOIO NepPUTOHITY 06040801 KMLLKK
BUMKNMKAE AMbY3HUN, reHepanisoBaHWii NEpPUTOHIT, 3
NOCTYNOBMM PO3BUTKOM CEMNCUCY, MNONIOPraHHOI Heao-
CTATHOCTI, HE MICTUTb HEKPOTM30BaAHOI Ta NOLUKOAXKEHOI
TKAHWHW, ane € TeXHIYHO CKNAAHOI Y MOAEeNtOBaHHI. AK
i B nonepeaHii moaeni, TAXKKiCTb CENTUYHOTO YpPaXKeHHs
Ta IeTaNIbHOCTI MOXKe ByTW perynboBaHa LWAAXOM 3MiHU
pPO3Mipy CTEeHTa iMMNAAaHTOBAHOrO EKCMepUMEHTasbHIN
TBapwuHi [19, 35, 47, 78-80].

BucHOBKM.

TakMM YMHOM, Y POBOTI NpeacTaBAEHNI OrNAA0BUIA
MmaTepian Npo pi3Hi BapiaHTU MOAeNtoBaHHA NEPUTOHI-
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TY B eKCNepUMEHTaNIbHUX YMOBaX Ha Pi3HWX TBapuHax,
AKi HalbiNbl BiANOBIAANM 4O peanbHOi KNiHIYHOI Kap-
TUHU Y NtoaAnHW. KOXKHA 3 ONUCaHUX Moaenein mae pag,
ocobanBocTe Wo moxe GopmyBaTH Ti YHIKaNbHICTb, AK
3 MO3MTMBHOrO BOKY, TaK i 3 HeraTMBHOro. Ekcnepumen-
TaNbHE MOAENIOBAHHA acenTUYHOro Ta CeNTUYHOrO 3a-
nasieHHsA O4YepPEBUHU € BaXK/MBUM HANPSAMOM Y Cy4aCHUX
OOCNIAXKEHHAX, OCKINbKM [,03BONAE MMbBLLE 3pO3YyMiTH
naTo@izioNoriyHi mexaHi3amM LbOro CKAaAHOrO 3axBo-
ptoBaHHA. Monpn HaABHICTb NEBHUX HEZONIKIB Yy Pi3HUX
MoZenAx, iX 3aCTOCyBaHHA 3HAYHO CMPUAE PO3BUTKY
epeKTUBHUX TEPANEBTUYHUX i XipYPriYHUX METOAIB NiKy-
BaHHA, @ TaKOX PO3KPUBAE BiNbll AeTasibHE PO3YMIHHA
mopdonoriyHnx nposBiB gaHoi naTonorii. Moganbla
po3po6Ka Ta BAOCKOHANEHHA MOAENEN € KPUTUYHO BaK-

JNIMBUMU ANA CTBOPEHHA NAaTOreHEeTUYHO OBIPYHTOBAHMX
nigxoais A0 NiKyBaHHA NEPUTOHITY Yy ntogen. Yum Tou-
Hille eKcrnepuMMeHTasbHIi Moaeni BIATBOPHOIOTL Nepe-
6ir 3axBOPIOBAHHA B /IIOANHU, TUM Binbll HaginHMMMK
€ OTPMMaHI pesynbratu. Lle nigkpecntoe HeobxiaHiCTb
NPOAOBKEHHA POOOTU B LLbOMY HaNPAMI ANA AOCATHEH-
HA 6iNb BUCOKOI TOYHOCTI | epeKTUBHOCTI B ZiarHOCTUL,i
Ta NiKyBaHHI NEepPUTOHITIB.

MepcnekTMBM NOAANBLUNX AOCNIAMKEHD.

Moaanblie BUBYEHHA, YAOCKOHANEHHA Ta BiATBOpPIO-
BaHHA METOLIB EKCNepUMEHTANIbHOTO MOAENOBaHHA
NEPUTOHITY, MOXYTb C/AYryBaTM MPAKTUYHUM JliKapAM
ONA CTBOPEHHA MPOTOKONbHMX MiAXOAiB A0 NiKyBaHHI
NepuTOHITY y Ntofen Ta aitei.
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CYYACHI METOAWN EKCMEPUMEHTA/ZIbBHOIO MOAE/NIOBAHHA NEPUTOHITY: OrNAA TA NEPCNEKTUBU
Naxoscbkuit B. ., WWenitbKo B. 1., Ocinos O. C., fpaboscbKuii B. C.,
CynpyHeHKo C. M., binaw C. M., EpoweHKo . A.

Pestome. AKTyanbHICTb OMALY Cy4acHUX METOAIB MOAENOBAHHA NMEPUTOHITIB 0OyMOBIeHa HeobXiaHICTIO y3a-
raJibHeHHA HaABHUX 3HAHb, BUAB/IEHHA NepeBar i HeAONIKiB ICHYOUMX MoZeNel, a TaKOXK BU3HAYEHHA NepCnekTus-
HUX HAaNPAMKIB ANA nofanblinx focnigKeHb. OCHOBHI Npobiemn NiKyBaHHA NEPUTOHITY MNOAAMAOTb Yy MOro nosie-
TionoriyHoCTi Ta 6aratopakTopHOCTI. Y 3B’A3KY 3 MM MOLIYK HOBUX MiAXOAiIB Y NiKyBaHHI TAXKUX GOPM NEPUTOHITY
33/IMLLAETLCA OAHUM 3 HAMbBINbL BaXKAMBMX Ta aKTyasIbHUX 3aBAaHb CYYaCHOI Xipyprii, OCKiZIbKM NOCTaE NUTaHHA B
PO3YMiHHI NpoLeciB pO3BUTKY EHAOIEHHOT IHTOKCMKaLLii NP1 NepPUTOHITI i € KNHOYOBMM HaNPSMKOM Y NOrnbaeHomy
BMBYEHHI epeKTUBHOCTI MEeTOAIB NINBY Ha NaHKM MOro nNaToreHesy.

Memotr Hawoz2o 0ocnioneHHA Byno NpoaHanisyBaTH Ta y3aralbHWUTK iCHYIOYi AaHi NiTepaTypu Npo ekcrnepwu-
MEeHTa/IbHi MOoZeNi NePUTOHITY.

06’ekm i memoOu OocnidnceHHs. Liei 6ibniorpadiyHnin aHani3 rPyYHTYETbCA HA 3aKOPAOHHUX Ta BITYM3HAHUX
CTATTAX, KHMrAax Ta MoHorpadiax. [na noctaBieHoi MeTU JAHOMO CUCTEMHOIO OFAIAAY, NOLWYK AiTepaTypu 34iNcHo-
BaBCA Y HAayKOBO-MeTpuuHMx 6asax PubMed, Web of Science, Google Scholar, nepiog nowyKy nposegeHuit ao 2024
POKY.

OCHOBHG YacMUHA. 3riAHO AXKepen NiTepaTypPHUX AaHUX Ha CbOrogHi icHye 6e3niy cnocobis ekcnepMmeHTab-
HUX mogenel NepuToHITY, AKi 3rifHO ocobanBoCTEN MOAENOBAHHA 3aMa/ibHUX NPOLLECIB HAa OpraHax o4epeBUHHOI
NMOPOXHUHU MOXKHA PO3AINNTM Ha AeKinbKa rpyn. MNeplwa rpyna BKAOYana B cebe eKcnepuMeHTaibHUX TBApUH, B
o4yepeBUHHY MOPOXHUHY AKMM BBOAWAWN CTOPOHHI Tina PiSHOMAHITHI 32 CBOIM NOXOAXKEHHAM Ta PeYOBUHU Pi3Hi 3a
XiMiYHUM cknagom. [lpyra rpyna — e ekcnepmmeHTasibHi TBAPUHN AKUM B O4E€PEBUHHY NOPOXKHWUHY BBOAMUAMN ayTO-,
abo ano- 6akTepianbHi KynbTypu. TpeTa rpyna — ue TBapMHU AKMM NEPUTOHIT MOLENOBANM LWAAXOM MEXaHIYHOro
YWKOZAMKEHHA OPraHis LWAYHKOBO-KMULWIKOBOIO TPAKTY 3 NOPYLUEHHAM LiNICHOCTI iX NPOCBITY Ta NOTPanAAHHAM BMICTY
B OYEPEBUHHY MOPOXKHMHY Ta YeTBepTa rpyna, Aka € KOMbiIHaLiel0 MeToAiB eKCnepuMeHTaIbHOro MOAENtOBaHHA
rOCTPOro NePUTOHITY Yy Pi3HMUX NOEQHAHHAX.
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BucHogKu. Y faHin poboTi npeacTaBNeHUI Ora40BUIA MaTepian Npo Pi3Hi BapiaHTU MOAEN0OBAHHA MEPUTOHITY
B €KCNepMMeEHTa/IbHUX YMOBaX Ha Pi3HMX TBApMHaX, AKi HalbinbLl BiANOBIAAM peasibHil KAiHIYHIN KapTuHI nepu-
TOHITY Y Nt0AMHU. KOXKHa 3 onucaHux mogenen mae pag ocobamsocTelt Wo moxke GopmMyBaTH il YHIKaNbHICTb, K 3
NMO3MUTUBHOIO, TaK i 3 HEraTMBHOTIO BOKIB.

KntovoBi cnoBa: NepuToHIT, acenTUYHe 3ananeHHs, eKCrnepumMeHTaibHe MOAEIIOBAHHA CENTUYHOIO NEPUTOHITY,
ouyepeBUHa, Cina KULLKa, BEIMKUI YeneLb.

ACTUAL METHODS OF EXPERIMENTAL MODELING OF PERITONITIS: OVERVIEW AND PERSPECTIVES

Lyakhovskyi V. I., Shepitko V. I., Osipov O. S., Drabovskiy V. S., Suprunenko S. M., Bilash S. M., Yeroshenko G. A.

Abstract. Introduction. The relevance of the review of actual peritonitis modeling methods is due to the need
to generalize existing knowledge, identify the advantages and disadvantages of existing models, as well as identify
promising directions for further research. The main problems of peritonitis treatment are its polyetiological and
multifactorial nature. In this regard, the search for new approaches in the treatment of severe forms of peritonitis
remains one of the most important and urgent tasks of current surgery, since the question arises of understanding
the processes of the development of endogenous intoxication in peritonitis and is a key direction in the in-depth
study of the effectiveness of methods of influence on the links of its pathogenesis.

The aim of the study was to analyze and summarize the existing literature on experimental models of peritonitis.

Object and research methods. This bibliographic analysis is based on foreign and internal articles, books, and
monographs. For the purpose of this systematic review, the literature search was carried out in scientific and metric
databases PubMed, Web of Science, and Google Scholar, the search period was carried out until 2024.

Main part. According to sources of literary data, today there are many methods of experimental models of
peritonitis, which can be divided into several groups according to the features of modeling inflammatory processes
on the organs of the peritoneal cavity. The first group included experimental animals, into the peritoneal cavity of
which foreign bodies of various origins and substances of different chemical composition were injected. The second
group is experimental animals in which auto- or allobacterial cultures were injected into the peritoneal cavity. The
third group is animals in which peritonitis was modeled by mechanical damage to the organs of the gastrointestinal
tract with a violation of the integrity of their lumen and the contents entering the peritoneal cavity, and the fourth
group, which is a combination of methods of experimental modeling of acute peritonitis in various combinations.

Conclusions. This work presents review material on various options for modeling peritonitis in experimental
conditions on various animals, which most closely corresponded to the real clinical picture of peritonitis in humans.
Each of the described models has a number of features that can make it unique, both positively and negatively.

Key words: peritonitis, aseptic inflammation, experimental simulation of septic peritonitis, peritoneum, cecum,
greater omentum.
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