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Lienb nccneaoBaHUA: OLEHWUTb CTENEHb BbIPaXKeHHOCTU UHTPaabaoMUHANbHOM runepTeH3um (MAT) 1 SHA0TOKCeMMM y BONbHBIX C PA3/IMYHBIMU CTaAu-
AMU XPOHUYECKOTO TONCTOKMLLIEYHOrO cTasa (XTKC) v B3aMOCBA3b MEXAY YPOBHEM BHYTpUOpIOWHOrO AaBneHus (BB/) u MapKépamu aHOOTOKCEMUM.
Matepuan u meToabl: O4HOLEHTPOBOE 06CepBaLMOHHOE NONepPeYHOe UCCIe0BaHNe BKIOUYMIO0 92 B3POC/bIX NaLMeHTa ¢ BepuduumpoBaHHbim XTKC
(57 sKeHWmH, 35 My>KUMH; cpeaHuit BospacT 48112 neT). MaumeHTsbl pacnpegeneHbl no ctaguam XTKC: komneHcauma (n=31), cybkomneHcauums (n=33),
AekomneHcauua (n=28). BB uamepsnocb HenpsmbiM TpaHCBE3WUKabHbIM MeTofom cornacHo WSACS. Onpefiensinucb Moneky/bl cpegHen Macchl
(MCM, A=210 Hm), C-peakTuBHbIi 6enok (CPB), Uncno NEeNKOLMTOB U KPeaTMHUH CbIBOPOTKK. KoAMYeCTBEHHbIE AaHHble NpeacTaBaeHbl Kak Me [Ql;
Q3]. Mexrpynnosble pasnnuus oleHnsanucob H-kputepunem Kpackena-Yonnuca c post-hoc rectom [laHHa 1 nonpasKoi Xo/iMa; CBA3M KaTeropuabHbIX
npu3HaKkoB — Kputepuem X2 MupcoHa ¢ pacyétom V Kpamepa; KoppenaumoHHble cBasun — koadduumeHtom Cnmpmera.

Pesynbratbl: VAT BbisineHa y 81% (n=75) naumeHTOB; Npu CybKOMNEeHcaLMm 1 eKOMMNeHcaumm YacToTa coctasuna 100%. PacnpeseneHue cteneHem
MAT CTaTUCTMYECKM 3HAYMMO pasnnyanoch Mexay ctaguamu XTKC (x2=97,043; p<0,001; V=0,726). MeauaHa BB/, Bo3pacTana OT CTaauu KOMMeHca-
ummn 9,2 [9,0; 10,2] po cybrkomneHcauum 16,0 [14,5; 18,0] u aekomneHcauum 22,7 [22,2; 23,4] mm Hg (p<0,001); npu aekomnexcauum Il cteneHs MAT
oTmeyeHa y 61% naumneHToB. Mo mepe yTakeneHua XTKC oTmeyanock nocnegosatensHoe nosbiweHne MCM (0,40; 0,60 1 0,70 ycn. ea.), CPB (28,0;
65,0 1 105,0 mr/n), uncna neikoumtos (7,8; 9,6 1 12,6x10%1) u kpeatuHuHa (75,0; 92,0 1 125,0 mkmonb/n) (Bo Beex cayuyasix p<0,001). BB, koppenu-
poBano co ctagueit XTKC (p=0,76; p<0,001), CPB (p=0,56; p<0,001), kpeaTuHuHom (p=0,44; p<0,001), neiikoumtamu (p=0,43; p<0,001) ¥ MCM (p=0,28;
p=0,007).

3aknioueHue: MAT passuBaetca Ha doHe nporpeccrposaHua XTKC 1 conpoBoKAaeTcA HapacTaHUEM CUCTEMHOTO BOCMAAUTEIbHOTO OTBETA U SHAO-
TOKCUKO3a; 1abopaToOpPHO MpY 3TOM BbIABAAIOTCA NPU3HAKM NoYedHOU AUCHYHKUMU. MOHUTOPUHT BB, MOXET NpUMeHATbCA Anf 06BbeKTUBM3aLMU
TAXECTU COCTOAHMA U CTPATUPUKALMM PUCKA OCNIOKHEHNI Y NaumeHToB ¢ XTKC.

KnioueBble cnosa: sHympubprowHoe dasneHue, UHMpaabAoOMUHANbLHAA 2unepmeH3us, XPOHUYecKuli moacmokuweYHsIli cmas, 3HOOMOKCUKO3,
C-peakmugHbili 6e/10K, KpeamuHUH.
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Objective: To assess the severity of intra-abdominal hypertension (IAH) and endotoxemia in patients at different stages of chronic colonic stasis (CCS), and
to evaluate the relationship between intra-abdominal pressure (IAP) levels and markers of endotoxemia.

Methods: This single-center, observational, cross-sectional study included 92 adult patients with verified CCS (57 women, 35 men; mean age 48112 years).
Participants were categorized by CCS stage: compensated (n=31), subcompensated (n=33), and decompensated (n=28). IAP was measured using the
indirect transvesical method according to the World Society of the Abdominal Compartment Syndrome (WSACS) guidelines. Laboratory markers included
middle-mass molecules (MMM, A=210 nm), C-reactive protein (CRP), leukocyte count, and serum creatinine. Quantitative data are presented as Median
[Q1; Q3]. Intergroup differences were analyzed using the Kruskal-Wallis H-test with Dunn's post-hoc test and Holm's correction. Categorical variables were
assessed via Pearson's x? test and Cramer's V; correlations were determined using Spearman's coefficient (p).

Results: IAH was identified in 81% (n=75) of patients, with a 100% prevalence in the subcompensated and decompensated groups. The distribution of IAH
grades differed significantly across CCS stages (x>=97.043; p<0.001; V=0.726). Median IAP increased significantly from the compensated stage (9.2 [9.0;
10.2] mm Hg) to the subcompensated (16.0 [14.5; 18.0] mm Hg) and decompensated stages (22.7 [22.2; 23.4] mm Hg) (p<0.001). In the decompensated

422



I'yros MK c coasm. XpoHMdeckuii TOACTOKUIIIEUHBI CTa3

BECTHMK ABUMILIEHHEI
Tom 28 * No 2 * 2026

group, 61% of patients exhibited Grade IIl IAH. As CCS severity progressed, significant increases were observed in MMM (0.40, 0.60, and 0.70 arb. units),
CRP (28.0, 65.0, and 105.0 mg/L), leukocyte count (7.8, 9.6, and 12.6x10%L), and creatinine (75.0, 92.0, and 125.0 umol/L) (p<0.001 for all). IAP correlated
strongly with CCS stage (p=0.76; p<0.001) and moderately with CRP (p=0.56, p<0.001), creatinine (p=0.44, p<0.001), leukocytes (p=0.43, p<0.001), and
MMM (p=0.28, p=0.007).

Conclusion: IAH develops in association with the progression of CCS and is accompanied by an intensified systemic inflammatory response and
endotoxicosis. Laboratory findings indicate concomitant renal dysfunction. Monitoring IAP serves as a valuable clinical tool for assessing disease severity
and stratifying the risk of complications in this patient population.

Keywords: Intra-abdominal pressure, intra-abdominal hypertension, chronic colonic stasis, endotoxicosis, C-reactive protein, creatinine.
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BBEAEHMUE

MHTpaabaommHanbHyto runepteHsmio (MAT) n abaommHanbHbIii
KOMMNAPTMEHT-CUHAPOM CeflyeT pacCMaTPUBaTb Kak €4MHbIN KAUHU-
KO-NaTodu13M0N0rMYEeCKUI CNEKTP, B NPeLenax KOTOPOro NoBbilleHue
BHYTPUOpPIOLIHOTO AaBneHus (BB) NpmMBoamMT K CHUMXKEHUIO nepdy3nm
OpraHoB HPHOLLIHOM NOMOCTK, YXyALLEHWI0 BEHO3HOMO OTTOKA U dopmu-
poBaHwio MbO ycyrybneHuto opraHHol ancdyHkumm. CoBpemeHHble
0630pbl NOKa3bIBatoT, 4To MAT 0CTaéTca YacTbiM M HEPELKO HepooLe-
HEHHbIM COCTOAHMEM, OCOBEHHO Y MALMEHTOB XMPYPIUYECKOT0 U KpU-
TUYECKOro NPOdUAA NPU HAUYMK BbIPAXKEHHOTO «abA0MMUHaNbHOMO
KOMMOHeHTa». Mpu 3TOM pUCK HEBAroNpPUATHBIX UCXOZLOB BO3pacTaeT
no Mepe yBeNnYeHus cTeneHn nosbiweHns BB, [1-3].

CornacHo KoHceHcycHbIM AokymeHTam Abdominal Compartment
Society (WSACS), MAT y B3poc/ibix ONpeaenstoT KaK ycToiunsoe nosbl-
weHwue BB, 212 mm Hg, Toraa kak AKC TpaKTyIoT Kak nosbiweHne BB/,
(Kak npasumno, >20 mm Hg) B coueTaHUM C NpU3HaKaMM OpraHHOM AuC-
bYHKUMK, BO3HUKLLIEW AW Nporpeccupytollent Ha ¢oHe NoBbIlWeHUA
BE/. BmecTe ¢ Tem, OCTAOTCA AUCKYCCUOHHBIMM BONPOCHI pedepeHc-
HbIX 3HaYeHW BB/, 4acTOTbl M NOKa3aHWM K MOHUTOPUHIY, a TaKXKe
KAMHUYECKUX KPUTEPUEB, NPU KOTOPLIX CeLyeT NepexoanTs K bonee
aKTMBHOW TaKTuKe [1, 4, 5]. ITO NOATBEPKAAETCA MEXKAYHAPOAHbBIM
onpocom WSACS 2022-2023 rr., pe3ynbTaTbl KOTOPOro paccMaTpuBa-
IOTCA KaK OCHOBaHWE ANsA Nocneaytowero 06HOBEHWA pekoMeHaa-
Uni.

3nuaemuonoruyeckme aaHHble no MAT Hanbonee nonHo npea-
CTaBAeHbl A1 NALLMEHTOB OTAENEHNIA MHTEHCUBHOW Tepanuu: No AaH-
HbIM CUCTEMATUYECKUX 0630p0B, NAT BbISBNAETCA Y 3HAYMMOM YacTu
KPUTUYECKM BONBHbIX M NPK 6oee BbICOKMX CTEMEHAX MOKET COMpo-
BOYAATbCA YBEMYEHUEM IETANbHOCTM [6]. BmecTe ¢ Tem, NaLMeHTbI
C XPOHUYECKMM TOCTOKMLIEYHbIM cTa3om (XTKC) Hepeako ocTatotca
BHE MOAA 3peHUsA KPYNHbIX UCCIeA0BaHMIA. Y 3TOV KaTeropum 60/1bHbIX
nosblweHne BB, Kak npasuno, popmMupyetca nocTeneHHo U aju-
TeNbHOe Bpemsa KOMMEHCUPYeTCA, TOrAa KaK KAMHUYECKM 3HauMman
[LEKOMMNEHCALIMA PA3BMBAETCA NMPY BbIPAXKEHHOW AMNATALUMM KULLIKK
C HaKoNEeHWeM KanoBbIX Macc M rasa. B Takux ycnosumax BospacraeT
BEPOATHOCTb JOCTUKEHUA «MOPOroBbIX» 3Ha4YeHW BB/, npu KoTopbix
PUCK CUCTEMHBIX OCIOXKHEHMUIA CTAHOBMUTCA KIMHUYECKM 3HAUMMbIM [7,
8].

MoBblwWeHWe UHTPAabAOMUHANLHOMO A3BAEHWA U NepepacTs-
YKEHMEe TONCTOM KULIKM BEAET K KOMNPECCUM ME3EHTEPUAbHbIX CO-
CYZ10B, CHUXKEHMIO KPOBOTOKA B C/IM3UCTOM 0DOI0YKE M HapyLUeHUIo
eé B6apbepHbIX CBOWCTB; B pe3y/ibTaTe YCUAMBAETCA TPAHC/IOKaLMA nn-
NoNoANCaxapuaoB rpamoTpuLaTeNbHON GAOpPbI, YTO NOALEPKMUBAET
CUCTEMHbIN BOCMANUTE/bHBIN OTBET. DKCNEPUMEHTANbHbIE M TPaHC-
NALMOHHbIE AaHHble NOKa3sbiBatoT, YTo MAT MOXeT conpoBOXAaTLHCA
noBpeXKAEHNEM KMLLeYHOro Bapbepa M caABUraMnM MUKPOBHOro coo6-

INTRODUCTION

Intra-abdominal hypertension (IAH) and abdominal com-
partment syndrome (ACS) represent a single clinical and patho-
physiological spectrum. Within this continuum, elevated intra-ab-
dominal pressure (IAP) compromises perfusion of abdominal
organs, impairs venous outflow, and precipitates or exacerbates
organ dysfunction. Current reviews indicate that IAH remains a
common yet frequently underestimated condition, particularly
among surgical and critically ill patients with a significant "ab-
dominal component”. Furthermore, the risk of adverse clinical
outcomes increases proportionally with IAP levels [1-3].

According to the consensus definitions provided by the
World Society of the Abdominal Compartment Syndrome
(WSACS), IAH in adults is defined as a sustained increase in IAP
>12 mm Hg. ACS is characterized by a sustained IAP (typically
>20 mm Hg) associated with new or progressive organ dysfunc-
tion. Despite these definitions, several issues remain debat-
able, including optimal reference values, the optimal frequency
of monitoring, and the specific clinical triggers for escalating to
more aggressive interventions [1, 4, 5]. These uncertainties are
highlighted by the 2022-2023 international WSACS survey, which
serves as the foundation for updating future recommendations.

Epidemiological data for IAH are most robust regarding in-
tensive care populations; systematic reviews show that IAH is
detected in a significant proportion of critically ill patients and,
at higher grades, is associated with increased mortality [6]. How-
ever, patients with chronic colonic stasis (CCS) are often excluded
from large-scale studies. In this patient cohort, IAP typically rises
gradually and may remain compensated for extended periods.
Clinically significant decompensation generally occurs only along-
side severe intestinal dilation and the massive accumulation of
fecal matter and gas. Such conditions increase the likelihood of
reaching "threshold" IAP values, where the risk of systemic com-
plications becomes clinically significant [7, 8].

Elevated IAP and colonic overdistension lead to the com-
pression of mesenteric vessels, reduced mucosal blood flow,
and the disruption of intestinal barrier integrity. These events
facilitate the translocation of Gram-negative lipopolysaccharides
into the systemic circulation, driving a persistent inflammato-
ry response. Experimental and translational data suggest that
IAH is associated with intestinal barrier damage, dysbiosis, and
the emergence of metabolic markers linked to inflammation and
sepsis-like conditions [9]. Furthermore, |AH is a critical driver of
gut-kidney crosstalk: increased IAP elevates renal venous pres-
sure and reduces the effective filtration gradient, predisposing
patients to renal functional deterioration. Meta-analyses have
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LLeCTBA, a TaKXKe MosBieHMemM MeTabosMyeckMx MapKEpoB, CBA3aH-
HbIX C BOCMA/IEHUEM U CEMCUC-aCCOLMMPOBAHHBIMU COCTOAHMAMM [9].
Bo-BTOpbIX, MAT paccmaTpuBaeTCcsa Kak BarKHbIA KOMMOHEHT «abaoMu-
Ha/IbHO-NOYEYHOr0» B3aMMOAENCTBMA: NoBblweHne BB/, ysennymsa-
€T BEHO3HOE [aBNeHNE U CHUXKAET 3QPEKTUBHBIN GUABTPALMOHHbIV
rPafiMeHT, YTo CO3A4aET NPeANOChbIIKM AR QYHKLMOHANbHOIO YXyALue-
HUA Noyek. MeTaaHanM3bl NOATBEPHAAIOT CTATUCTUYECKM 3HAYUMYIO
accoumaumio VAT ¢ NoBbIWEHWEM pUCKa OCTPOrO NOBPEXAEHMA MO-
YeK B Pas/INYHbIX KAMHUYECKUX nonynaumax [10].

OTenbHOTO BHUMAHWS 3aCNyKMBAOT aKTopbl, CMOCObHbIe
MOBbIWATb UCXOAHDIN («6a30BbIN») ypoBeHb BB/, 1, TeM cambim, ycu-
NIMBaTb BAMAHWE KonocTasa. pexae Bcero, 3T0 OXMPEHWe: Npu ero
Ha/ZIMUYMK Pa3INYHbIE KAMHUYECKM AOCTYMHbIE NOAXOAb!, BKAKOYAA W3-
MepeHue AaBNEHMA B KenyaKe U MOYEBOM My3blpe, AeMOHCTPUPYOT
cBa3b ¢ BB/, [5]. Mpu XTKC Takoit ¢poH, BEPOATHO, CHUMKAET pe3eps
aganTaumm K oN0NHUTEIbHOMY «06bEMHOMY» KOMMOHEHTY, CBA3aH-
HOMY C AMnaTtaumen KALWKN U HaKoNNeHUEM COAEPHKUMOTO.

Hapsay ¢ 3TMm, Npu XpOHMYECKOM 3arope U KOOCTa3e aKTUB-
HO 0BCYKAAETCA PO/b KULWIEYHOW MUKPOBUOTBI U HU3KOMHTEHCUBHO-
ro BocrnaneHua. CoBpemeHHble 0630pbl YKa3blBaOT Ha BO3MOXKHbIE
B3aMMOCBA3N MeXay 3amegfieHMem TpaH3WuTa, AUcbnoTMHecKUMuU
U3MEHEHUAMM U CUCTEMHbIMU 3ddeKTamm, YTo fenaeT 060CHOBaH-
HbIM NOUCK 06BEKTUBHDBIX 1a60PATOPHbIX KOPPENATOB TAKECTU COCTO-
AHMA. Bmecte ¢ Tem, y nnaHosbix nauneHTos ¢ XTKC, no-npexHemy,
HeZ0CTaTOYHO M3ydeHbl YacToTa AT B 3aBUCHMOCTM OT CTaguu 3a6o-
NeBaHuA, Ananas3oHbl BB/, cBA3aHHbIe C CUCTEMHBIM BOCMANIEHNEM U
9H/OTOKCMKO30M, a TakKe accoupaums BB/, c nabopaTopHbIMK NoKa-
3aTenAMM NoYeyHon AMCPYHKLMM Ha LOONEPaLMOHHOM 3Tane.

LLENb NCCNEAOBAHMA

OLEHWTb cTeneHb BbIpaXKeHHOCTU VAT 1 sHAOTOKceMUM y 60nb-
HbIX C pa3nnyHbiMmn cTagnamm XTKC 1 B3aMMOCBA3b MeXAY YPOBHEM
BB/, v mapképammn 3HAOTOKCEMUN.

MATEPUAN U METOADbI

MpoBeneHO oOAHOLEHTPOBOE 06CEPBALMOHHOE MoMnepeyHoe
uccnefoBaHve Ha 6ase NpPoduUIbLHOrO XMpPYpPruyeckoro otaeneHus. B
uccnefoBaHve BKAOYEHbl 92 NauyeHTa ¢ BepUPMLMPOBAHHbBIM AMNa-
rHo3om XTKC.

KpuTepuamm BKAOUEHMA CAyKMAM BO3pacT cTaplie 18 neT; Ha-
NIVYMe KNMHWYECKON KapTUHbI XPOHWUYECKOro 3anopa, Pe3ncTeHTHOro
K CTaHAAPTHON AMeToTepanuu; MHCTPYMEHTANbHO NOATBEPKAEHHbIE
(Mppurockonus, KONOHOCKONUA) NPU3HAKKU HAPYLUEHWS TPaH3UTA MO
TONCTOM KULLKe, @ TaKKe NoANUcaHHoe MHGOPMMPOBAHHOE Coracue.

KpuTepuammn UCKNKOUEHWA ABNAANCL ONYX0eBas 3TMOoMUA 06-
CTPYKLMM (KONOPEKTaNbHbIW PaK), MPU3HAKM OCTPOW CTPAHTY/IALMOH-
HOM KULLEYHOW HEMPOXOAMMOCTH, NEPUTOHUT, BEPEMEHHOCTb, acLUT
LIMPPOTMUYECKOrO MW KapAManbHOIO reHesa, a TakKe TAXENan conyT-
CTBYIOLLAA NATONOMA B CTaAUMW AeKOMNEHCcaLun.

Cpeay obcnegoBaHHbIX NPeobaaaanm KeHwmHbl — 62% (n=57);
MY}KUMH 6b110 38% (n=35), 4TO COOTBETCTBYET XapaKTePHOMN ANA faH-
HOW MaToNOrMU 3NUAEMMONOMMYECKON CTPYKTYpe. CpeaHuii Bo3pacT
naumeHToB coctasun 48+12 ner.

[nq nocnepytowiero aHaan3a NauyMeHToB pacnpesesvam Ha Tpu
rpynnbl B 3aBUCUMOCTU OT CTaANM KAMHUYecKoro TedeHna XTKC B co-
OTBETCTBUM C NPUHATOW B KIMHUKE KnaccuduKaLme:

e CTaAMI0 KOMMNeHcauuu coctasun 31 naumeHT: 3agepika

cTyna 3-4 cyTOK, OMOPONKHEHWUE KULLEYHWUKA LOCTUranoch
KOppPEeKLUMel NUTaHWA U 3NU30AMUYECKUM NPUEMOM OCMO-
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confirmed a statistically significant association between IAH and
an increased risk of acute kidney injury across various clinical
populations [10].

Factors that elevate baseline IAP, such as obesity, deserve
special attention as they may exacerbate the impact of colosta-
sis. In these cases, clinically available diagnostic approaches, in-
cluding intra-gastric and intra-vesical pressure measurements,
demonstrate a direct link with IAP [5]. In CCS, such a background
is likely to reduce the physiological adaptive reserve required to
manage the additional "volume" component of intestinal dilation
and accumulated contents.

While the roles of the gut microbiota and low-grade inflam-
mation in chronic constipation are gaining attention, the specific
prevalence of IAH across disease stages remains understudied in
elective surgical patients. Furthermore, the precise IAP ranges as-
sociated with systemic inflammation, endotoxicosis, and preoper-
ative renal dysfunction in CCS patients require further objective
investigation.

PURPOSE OF THE STUDY

To evaluate the severity of IAH and endotoxemia in patients
at different stages of CCS and to determine the relationship be-
tween IAP levels and markers of endotoxemia.

METHODS

A single-center, observational, cross-sectional study was
conducted at a specialized surgical department. The study includ-
ed 92 patients with a verified diagnosis of CCS.

Inclusion criteria were:

e Age >18 years.

e  (Clinical presentation of chronic constipation refractory

to standard dietary therapy.

e Instrumentally confirmed signs of impaired colonic

transit (via barium enema/irrigoscopy or colonoscopy).

e  Signed informed consent.

Exclusion criteria included:

e Obstruction of neoplastic origin (colorectal cancer).

e Signs of acute strangulated intestinal obstruction or
peritonitis.

e Pregnancy.

e Ascites of cirrhotic or cardiac origin.

e Severe concomitant comorbidities in the decompensat-
ed stage.

The study population was 62% female (n=57) and 38% male
(n=35), reflecting the typical epidemiological distribution of this
pathology. The mean age was 48+12 years.

Patients were divided into three groups based on the clinical
stage of CCS:

e  Compensated stage (n=31): Stool retention of 3-4 days;
bowel movements achieved through dietary modifica-
tion and occasional osmotic laxatives; minimal or no
signs of intoxication.

e Subcompensated stage (n=33): Persistent stool reten-
tion of 5-7 days; requirement for regular stimulant laxa-
tives and cleansing enemas; moderate intoxication and
periodic abdominal pain.

e Decompensated stage (n=28): Absence of spontaneous
bowel movements for >7-10 days; failure of conserva-
tive therapy requiring siphon enemas; severe pain, ab-
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TUYECKMX CNAbUTENbHBIX; NPU3HAKU MHTOKCUKALLMK OTCYT-
CTBOBa/IN IM60 6bINM MUHUMABHBIMY;

e B CTaguio cybkomneHcaumm BowamM 33 naumeHTa: cTolikas
3aflepKKa CTyna 5-7 cyToK, HEOBXOAMMOCTb PErYNAPHOrO
npuMéma CTUMYAUPYIOLLMX CNaBUTENbHBbIX U BbINOJHEHUA
OYUCTUTENBHDBIX KIM3M; OTMEYaIMCb YMEpeHHbIe Nponse-
HUA MHTOKCMKALIMK U NepuoanYeckue 6onm B KUBOTE;

*  CTagMA AeKOMMNeHcauuu BKAYana 28 naumeHToB: OTCYT-
CTBME camocToATenbHoro ctyna bonee 7-10 cyToK, Head-
($EKTMBHOCTb KOHCEPBATUBHOW Tepanuu 1 HeobxoaAMMOCTb
B CUPOHHBIX KNM3Max; HabNOARANCH BblpaXeHHbIN bone-
BOM CMHAPOM, B3[yTWE XKMBOTA U KIMHUYECKUE MposB/e-
HUA «Ka/0BOW MHTOKCUKALUUNY.

M3mepeHune BB/, BbINOAHANOCH YHUOULMPOBAHHBIM HEMPAMbIM
TPaHCBE3MKa/IbHbIM METOA0M, pekomeHaoBaHHbIM WSACS (2013) B
KauecTBe CTaHZApTHOro noaxopaa. Mocne KaTeTepusaLMu MOYEBOro
ny3blpA KateTepom Pones u ero NOSHOMO ONOPONKHEHWUSA BBOAWNOCH
25 mn ctepunbHoro 0,9% pactsopa NaCl. M3mepeHune nposoamaocs 8
NMONOXKEHUM NaLMEHTa NEXKA Ha CNWHE, B KOHLE Bbl0Xa, MW paccia-
671€HHbIX MbILLILLAX NepeaHei 6pIoLLHOM CTeHKM. Hynesas Touka (zero
reference) yctaHaBnMBanach Ha ypoBHE CpeAHel NOAMbILLEYHOW K-
HUW B NPOEKLMYM rpebHA NOAB3A0LWHOW KOCTH.

CreneHb WAT knaccuduumposanacs no WSACS (2013): Hopma —
<12 mm Hg; | ctenenb — 12-15 mm Hg; Il cteneHb — 16-20 mm Hg; IlI
cteneHb — 21-25 mm Hg; IV cteneHb — >25 mm Hg. AGAOMUHANbHBI
KomnapTmeHT-cuHapom (AKC) onpeaensanca Kak ycTolumMBoe nosbl-
weHwue BB/, 6onee 20 mm Hg B coueTaHUM € OpraHHOW AncdyHKLMEN,
BO3HWKLUEN UK NporpeccupytoLueit Ha doHe nosbiweHWa BB/,

[nA KOMNNeKCHOM OUEHKN 3HAOFEeHHON MHTOKCMKaLUK U Cu-
CTEMHOTO BOCMANIEHWA ONpeaensinca pag NabopaTopHbIX MOKasaTte-
nei. YpoBeHb monekyn cpegHeit maccbl (MCM) oueHMBanca metogom
CNeKTPoPOTOMETPMM NNa3Mbl KPOBU NOC/E OCANKAEHWUA KPYNHOMONe-
KyNApHbIX 6e1KkoB 10% pacTBOPOM TPUXNOPYKCYCHOM KUCA0TbI. ONTU-
YecKas NOTHOCTb HAZOCAZ04HOM KMAKOCTU U3MEPAIAch NPU A/IHe
BOJIHbl 210 HM. BblbOp yKa3aHHOW A/IMHbI BO/HbI 0OYCNOB/IEH TEM,
4TO B AManasoHe 205-210 HM pacnonaraeTca MakCMMyM NOTIOLLEHNA
nentuaHon ceasu (-CO-NH-), yTo No3BoNsET PernucTpupPoBaTb Cym-
MapHbIV Myn CpesHEMONEKYNAPHBIX NeNTUA0B, GOPMUPYHOLLMXCA NPK
TKaHEBOM MpoTeonuse u baktepmanbHoM metabonunsme. Pesynbratbl
BbIPA¥Ka/IUCb B YC/IOBHbIX EAMHULLAX ONTUYECKOM NAOTHOCTU (Y. ef.).

KoHueHTpauma C-peaktusHoro 6enka (CPB) onpenensnach Ko-
JINYECTBEHHO METOLOM MMMYHOTYpGuanumetpun (Hopma <5 mr/n);
MOKasaTe/lb PacCMaTPUBA/ICA KaK MapKEP CUCTEMHOrO BOCMaUTeNb-
HOro OTBETA M BO3MOXKHOTO NOBPEKAEHNA KULIEYHOW CTEHKU. Yncno
NeiKoLMTOB Nepudepuyeckoit Kposu onpeaensnoch CTaHAAPTHO Ha
reMaToNIorMYeckomM aHanm3aTope. YpoBeHb KPeaTUHUHA CbIBOPOTKU
M3MepANCAa KUHETUYECKUM metofom Adde 1 ncnonb3oBanca Kak UH-
[MKaTOp NOYEYHON ANCPYHKLIUK, NOTEHLMANBHO aCCOLUMMPOBAHHOM C
MAT.

3Tuueckoe 3asBneHue. Hacroslee uccnenoBaHue ofo6peHO
KomuteTom no megmumHcKon sTuKe TagKMKCKOrO rocyaapcTBEHHO-
ro MeAMLUMHCKOro yHuBepcuTeTa M. Abyann nbHu CuHO, NPOTOKOA
Ne_4/1_ot16.01.2025.

CratucTyeckuii aHanmus BoinonHancs 8 R 4.5.1 (R Core Team,
R Foundation for Statistical Computing, Vienna, Austria, 2025). Hop-
MasIbHOCTb pacnpeseneHna KOMYECTBEHHbIX NMOKa3aTenel OLeHVBa-
nacb rpaduyecku 1 pacyétHbIMM MeTogamm (Kputepuit Konmoropo-
Ba-CMMPHOBA). KonnyecTBEHHbIE AaHHbIE, UMEIOLLME HEHOPMA/IbHOE
pacnpeseneHve, NpeacTaBieHbl B BUAE MeAWaHbl U MEXKBapTU/b-
Horo pasmaxa Me [Q1; Q3], KaTeropuasbHble NPU3HaKK — B BUIE A0-
neit u abcontoTHbIX 3HaYeHU, % (n). [na cpaBHeHUA KOAMYeCTBeH-

dominal distension, and clinical manifestations of "fe-
cal intoxication".

IAP was measured using the standardized indirect transvesi-
cal method recommended by the World Society of the Abdominal
Compartment Syndrome (WSACS, 2013). Following bladder cath-
eterization and complete drainage, 25 mL of sterile 0.9% NaCl
solution was instilled. Measurements were taken with the patient
in the supine position at the end of expiration, with abdominal
muscles relaxed. The zero-reference point was set at the mid-axil-
lary line at the level of the iliac crest.

IAH was classified according to WSACS guidelines:

e Normal: <12 mm Hg

e Gradel: 12-15 mm Hg

e Gradell: 16-20 mm Hg

e Grade lll: 21-25 mm Hg

e  Grade IV: >25 mm Hg

Abdominal compartment syndrome (ACS) was defined as a
sustained IAP >20 mm Hg associated with new or progressive or-
gan dysfunction.

To assess endogenous intoxication and systemic inflamma-
tion, the following parameters were analyzed:

¢ Middle-molecular-weight molecules (MMM): As-
sessed via plasma spectrophotometry at 210 nm fol-
lowing protein precipitation with 10% trichloroacetic
acid. This wavelength targets the absorption maximum
of peptide bonds (—CO-NH-), thereby recording the to-
tal pool of peptides from tissue proteolysis and bacteri-
al metabolism. Results are expressed in arbitrary units
(AU).

e  C-reactive protein (CRP): Quantified by immunoturbi-
dimetry (normal range <5 mg/L) as a marker of system-
ic inflammation and potential mucosal damage.

e Leukocyte count: Determined using a standard hema-
tology analyzer.

e Serum creatinine: Measured using the Jaffe kinetic
method to screen for renal dysfunction associated with
IAH.

Ethical approval. The study was approved by the Medical
Ethics Committee of the Avicenna Tajik State Medical University,
Dushanbe, Tajikistan (Protocol No. 4/1, dated January 16, 2025).

Statistical Analysis. Data analysis was performed using R
(Version 4.5.1; R Core Team, 2025). Normality of the distribution
was assessed using the Kolmogorov-Smirnov test and graphical
analysis. Non-normally distributed quantitative data are present-
ed as Median [Q1; Q3]; categorical variables are presented as
percentages and absolute values. Intergroup comparisons were
performed using the Kruskal-Wallis test, followed by Dunn's post-
hoc test with Holm's correction for multiple comparisons. Cate-
gorical data were analyzed using the Pearson x? test or the Fish-
er-Freeman-Halton exact test where appropriate. The strength of
association was evaluated using Cramer's V. Correlation analysis
was performed using Spearman's rank correlation (p) with 95%
confidence intervals. Statistical significance was set at p<0.05.

RESULTS

Analysis of disease duration across CCS stages revealed no
statistically significant differences between the groups (Table 1).
This finding suggests no significant association between the stage
of CCS and the duration of the patient's medical history in this
sample. Given the study's cross-sectional design, these findings
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HbIX MOKa3aTenel MeXay Tpemsa He3aBUCUMbIMK rpynnamu (ctaguu
XTKC) npumensnca kputepuit Kpackena-Yonnuca; npu BbifBAEHUM
06LLelt 3HAYMMOCTH BbINOHANNCH NONAPHbIE CPABHEHMA C UCMO/b30-
BaHMeMm post-hoc KpuTtepua [JaHHa c NONPaBKOM Ha MHOXeCTBEHHbIe
cpaBHeHusa (Holm), cTaTUCTMUYECKM 3HAUMMbBIMM CYUTAIUCL PA3INYUA
npu p<0,05. Mexrpynnosbie pasnnuma pacnpefeneHns Kateropuanb-
HbIX MPU3HAKOB OLLEHMBANUCH KpuTeprem X2 MMpCoHa; Npu HaaMumum
ManbIX OXMAAEMbIX YacTOT MCMOb30BaACA TOUHBIN Kputepuin ®Ou-
wepa-OprmeHa-XontoHa. Cuna accoumaumm ana Tabaumu, ConpaKeEH-
HOCTW OLeHMBanach ¢ nomolpto Koadpduumerta V Kpamepa. Cea3b
BB/, ¢ KAMHMKO-NabopaTOPHLIMM NOKa3aTensMn aHaNU3MpPOBanach ¢
MOMOLLbI0 PaHroBOW Koppenauun CnpmeHa ¢ npesctasneHmem 95%
[lOBEPUTENbHBIX MHTEPBANOB ANA KoabduLmeHTa Koppenaumu. Pas-
NINYMA CYUTANNCH CTATUCTUYECKM 3HAUMMbIMKM Npu p<0,05.

PE3YNbTATbI

AHanu3 pacnpeaeneHuns AAMTeNbHOCTM 3aboneBaHUsA Mo cTa-
amam XTKC He BbISBUA CTAaTUCTUYECKM 3HAUYUMBIX PasANYNA MEXaY
rpynnamu (1abn. 1), 4to no3BonseT NPeANoN0KUTL OTCYTCTBUE BbIpa-
JKEeHHOM accoumaummn mexxay ctagmneit XTKC v AaBHOCTbIO aHamMHe3a B
npegenax faHHoM BblIGOpKUM. C y4ETOM NOMNEPeYHoro An3aiHa uccne-
[0BaHWA NOMYYEHHbIE Pe3y/bTaTbl HE OTPAXKAIOT «NEPexos» MeXay
CTaAMsMU BO BPEMEHM M MOTYT YKa3blBaTb Ha TO, 4To GOpMUpOBaHMe
CTaguv OEeKOMNEeHcaLMN OnpesensieTca He TONbKO AJIMTENbHOCTbIO
3aboneBaHuA, HO U UHAMBMAYANbHBIMU GaKTOPaMK, BKAKOYAs XapaK-
Tep MOTOPHbIX HapyLWeEHWUM, aHAaTOMUYECKME OCODEHHOCTU TOACTOM
KWLLKM, KOMMNEHCATOPHbIe pe3epBbl U CONYTCTBYIOLLME COCTOAHUA.

AHaNM3 NONYYEHHbIX AAHHbLIX MPOAEMOHCTPMPOBAN BbICOKYIO
pacnpocTpaHéHHocTb MAT B mnccnesyemoii KoropTe: MOBbIWEHWE B
BB/ 212 mm Hg BbisBneHo y 82% nauneHTos (75 13 92 nauueHTos).
YcTaHOBNEHa BbIpaXeHHaA accoupmauma Yactotbl U cteneHn UAT ¢
KNMHMYecKol cTagment XTKC (Tabn. 2): pacnpegeneHue creneHei
WMAT cTaTUCTMYECKM 3HAYMMO pasnnyanocb mexay cragmamm XTKC
(x3=97,043; df=6; p<0,001), Nnpn 3TOM cuna CBA3WN COOTBETCTBOBaNA
BblcOKOMY ypoBHto (V Kpamepa=0,726).

B ctaguv kKomneHcauum WAT ambo otcytcTBoBasna, ambo orpa-
HUuMBanach | cTeneHbto, TOraa Kak Ha ctagum cybromneHcauum UAT
perMcTpMpoBanach y Bcex NauueHTos, npemmylectseHHo |-l ctene-
HU. Hanbonee BblpayKeHHbIE U3MEHEHWUS OTMEYEHbI NPU LEKOMMEH-
caumnu: y 61% 60nbHbIx BbisBaeHa MAT Il ctenenu, a megnaHa BB/
cocTtasuna 22,7 [22,2; 23,4] mm Hg, uto cooTseTctayeT Ill cteneHn UAT.
3TM fAaHHble NO3BONAIOT OTHECTU NALMEHTOB C AEKOMMEHCMPOBAH-
HbIM XTKC K rpynne noBbiLEHHOTO PUCKA CUCTEMHBIX OCNOXKHEHUMA.

Tabauya 1 PacnpedesnieHue nayueHmMos no 0aumesnbHocmu
3ab6onesaHus 8 3asucumocmu om cmaduu XTKC, % (n)

AOnutenbHocTb 3aboneBaHus, mec.
Disease duration, months

KomneHcauusa
Compensated (n=31)

2-8 26 (8)
9-14 23(7)
15-20 19 (6)
21-26 19 (6)
27-32 13 (4)
>32 0(0)

p
Bcero
Total DER

do not reflect a longitudinal "transition" between stages. Instead,
they indicate that factors beyond disease duration alone may
determine the progression to the decompensated stage. Such
individual factors may include the specific nature of motor im-
pairments, anatomical features of the colon, physiological com-
pensatory reserves, and the presence of comorbid conditions.

Analysis of the findings revealed a high prevalence of IAH
within the study cohort. An IAP elevation 212 mm Hg was identi-
fied in 82% of participants (75 of 92 patients). A significant asso-
ciation was established between the prevalence and severity of
IAH and the clinical stage of CCS (Table 2). The distribution of IAH
grades differed significantly across CCS stages (x>=97.043; df=6;
p<0.001), with the strength of the association reflecting a high ef-
fect size (Cramer's V=0.726)

In the compensated stage, IAH was either absent or limited
to Grade I. In contrast, all patients in the subcompensated stage
exhibited IAH, primarily Grades I-1l. The most pronounced chang-
es were observed during decompensation, when Grade Il IAH
was detected in 61% of patients, and the median IAP was 22.7
[22.2; 23.4] mm Hg. These findings categorize patients with de-
compensated CCS as a high-risk group for systemic complications.
When accompanied by new or progressive organ dysfunction, IAP
values exceeding 20 mmHg in these patients meet the diagnostic
criteria for ACS.

Analysis of laboratory parameters demonstrated a consis-
tent escalation in endogenous intoxication, metabolic distur-
bances, and systemic inflammatory response as CCS severity pro-
gressed (Table 3). Intergroup differences for all evaluated markers
were statistically significant (Kruskal-Wallis test, p<0.001). Fur-
thermore, pairwise comparisons using Dunn's post-hoc test with
Holm's correction confirmed significant differences between all
clinical stages (p<0.05).

The level of MMM, which reflects proteolytic product ac-
cumulation, increased significantly across clinical stages. The
median in the decompensated group (0.70 AU) was 1.75 times
higher than that of the compensated group (0.40 AU). The most
pronounced dynamics were observed for CRP; during decompen-
sation, the median reached 105.0 mg/L. This finding indicates a
high level of systemic inflammation and may be associated with
intestinal wall damage, including an ischemic component, and
increased bacterial translocation. In contrast, in less severe or
uncomplicated obstructive conditions, CRP values typically re-
mained below 50-60 mg/L. A statistically significant increase in

Table 1 Distribution of patients by disease duration across CCS stages, % (n)

CybkomneHcaumsa JAeKkomneHcauma Bcero
Subcompensated (n=33) Decompensated (n=28)  Total (n=92)

18 (6) 11 (3) 17
27 (9) 14 (4) 20
24 (8) 29 (8) 22
18 (6) 21 (6) 18
9(3) 18 (5) 12
3(1) 7(2) 3

=0,768

100 (33) 100 (28) 92

NpumeyaHue: p — CTaTUCTUYECKas 3HAUUMOCTb PasNNIUA pacnpeseneHns ANUTeNbHOCTY 3aboneBaHna Mexay cragauamu XTKC (TouHbIV Kputepuii Puiuepa-PprmeHa-Xon-

ToHa ana Tabnuy, rxc; Monte Carlo)

Note: p=0.768 for differences in disease duration distribution across CCS stages (Fisher-Freeman-Halton exact test for rxc tables; Monte Carlo method)
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Tabnuya 2 PacnpedeneHue cmeneHu WA no cmadusm XTKC
u nokazamesu BB/, % (n)

Table 2 Distribution of IAH grades and median IAP
levels across CCS stages, % (n)

Nokasarens / crenexb UAT KomneHcauumsa Cy6komneHcaums LexkomneHcauua Bcero
e Compensated Subcompensated Decompensated Total p
IAH grade / IAP indicator (n=31) (n=33) (n=28) (n=92)
Hopma (<12 mm Hg)
Normal (<12 mm Hg) 55 (17) 0(0) 0(0) 18(17)
lct. (12-15 mm Hg)
Grade 1 (12-15 mm Hg) 45 (14) 45 (15) 7 (2) 34 (31) w0001
Il cT. (16-20 mm Hg) ’
Grade Il (16-20 mm Hg) 0(0) >4(18) 32(9) 29 (27)
Il cT. (21-25 mm Hg)
Grade Ill (21-25 mm Hg) i) i) Bl 117 L)
BBA, Me [Q1; Q3], mm Hg 9.2[9.0; 10.2] 16.0 [14.5; 18.0] 22.7[22.2; 23.4] - <0.001*

IAP, Me [Q1; Q3], mm Hg

NpuUmedaHus: p — CTaTUCTMYECKaA 3HAYMMOCTb Pasnnunii mexay craauamm XTKC: ana pacnpeaenerus cteneren MAT npumensnca X2 Mupcona (x2=97,043; df=6; p<0,001);
* — pna BB/, — kputepuin Kpackena-Yonnuca (p<0,001). Cuna cenasu ctagumn XTKC u ctenenn UAT: koadduumeHT V Kpamepa=0,726

Notes: p - statistical significance of differences between CCS stages. Pearson's x? test was used for the distribution of IAH grades (x?=97.043; df=6; p<0.001). * — Kruskal-
Wallis test for IAP levels (p<0.001). The strength of association between CCS stage and IAH grade: Cramer's V=0.726

Mpv NprcoesMHEHNM NPU3HAKOB OpraHHOM AUCOYHKLMM, BOSHMKLLEN
WAKN nporpeccupytoleit Ha ¢oHe nosbiwenuna BB, 3HaveHus BB/,
>20 mm Hg mMoryT cOOTBETCTBOBATb AMArHOCTUMECKMM KpUTepuam ab-
JOMUHANBHOMO KOMMNAPTMEHT-CUHAPOMA.

AHanu3 nabopaTopHbIX NMoKasaTenei nNpPoAemMoHCTPMPOBan no-
cnefoBaTeNIbHOE HapacTaHWe BbIPAXKEHHOCTU SHAOTEHHOW MHTOKCU-
KaLymn, MeTabosIMYeCKUX HapyLIEHWI U CUCTEMHOTO BOCMAIMTEIbHOMO
oTBeTa N0 Mepe nporpeccuposaHua ctagum XTKC (Taba. 3). s Bcex
M3yYEeHHbIX MapKEPOB MEXrpynnoBsble pasanums Oblan cTaTUCTUYe-
CKM 3HauMMbIMK (KpuTepwmin Kpackena-Yonnuca, p<0,001), a pe3ynb-
TaTbl NONAPHbIX CPABHEHWM, BbINONHEHHbIX post-hoc TecTom [JaHHa ¢
NONPaBKOW HAa MHOXECTBEHHbIE CPaBHEHUA, MOATBEPAUAN PA3INIMNA
mexay craguamu (p<0,05).

YposeHb MCM, 0TpaKatoLLmii HaKonaeHWe NPOAYKTOB NPOTEONN-
33, CTAaTUCTUYECKM 3HAYMMO BO3PACTa OT CTafUM K CTaluK: MeauaHa B
rpynne aekomnexcaumu (0,70 ycn. ea,) B 1,75 pasa npesblwana noka-
3aTenb B rpynne komneHcaumu (0,40 yen. ea.). Hanbonee BbiparkeHHas
JMHaMMKa oTmeueHa ana CPB: npy gekomneHcauuyM mefnaHa focTu-
rana 105,0 mMr/n, 4To COOTBETCTBOBA/IO BbICOKOMY YPOBHIO CUCTEMHOTO
BOCMANEHUA M MO0 BbITb CBA3AHO C NOBPEKAEHNEM KULLEYHOW CTEH-
KM, BK/IHOYAsA ULLEMUYECKMI KOMMOHEHT, a TaKKe ycuneHuem baktepu-
anbHON TpaHcnoKauuu. CneslyeT yunTbiBaTb, YTO NPU MEHEE TAKENOM
1 HEOCNIOXKHEHHOM TEYEHUM OBCTPYKTUBHBIX COCTOAHMIA 3HaYeHus CPB

Tabnauya 3 /labopamopHsie MapKEpPsl IHOOMOKCUKO3A U 80CNA/IEHUA
8 3asucumocmu om cmaouu XTKC, Me [Q1; Q3]

KomneHcauma Cy6KomneHcauums
Mokasatenb
Indicator Compensated = Subcompensated
(n=31) (n=33)
MCM (A=210 Hm), ycn. ea. 0.40 0.60
MMM (A=210 nm), AU [0.30; 0.50] [0.50; 0.60]
CPB, mr/n 28.0 65.0
CRP, mg/L [18.2; 47.2] [45.4; 85.3]
Nenkountsl, x10%n 7.8 9.6
Leukocytes, x10%/L [7.3;9.3] [8.1; 11.0]
KpeaTuHuH, MKMmonb/n 75.0 92.0
Creatinine, umol/L [65.5; 84.8] [80.0; 106.9]

serum creatinine was also observed, with a median of 125 umol/L
in the decompensated group. Given the cross-sectional study de-
sign, this elevation is best interpreted as a laboratory marker of
probable functional renal involvement rather than chronic kidney
disease.

Since IAH is a potential driver of systemic dysfunction in CCS,
a correlation analysis was performed to evaluate the relationship
between IAP levels and clinical/laboratory parameters (Table 4).
A strong positive correlation was found between IAP and the
stage of CCS (p=0.76; p<0.001), reflecting a consistent rise in IAP
as the disease severity progresses.

Systemic inflammatory response markers also demonstrat-
ed statistically significant correlations with IAP, with CRP showing
a moderate positive association (p=0.56; p<0.001) and leukocyte
count displaying a similar trend (p=0.43; p<0.001). Serum cre-
atinine concentration showed a moderate correlation with IAP
(p=0.44; p<0.001), which is consistent with existing evidence
regarding the adverse impact of elevated IAP on renal perfusion
and function. While the relationship between IAP and MMM
levels was weak, it remained statistically significant (p=0.28;
p=0.007). This finding suggests that mechanical factors contrib-
ute to the development of endotoxicosis alongside other complex
pathogenetic mechanisms.

Table 3 Laboratory markers of endotoxicosis and inflammation
across CCS stages, Me [Q1; Q3]

[JekomneHcauumsa
Decompensated p [ P, P,
(n=28)
0.70
0.57; 0.80] <0.001 <0.001 <0.001 =0.006
105.0
[74.1; 159.2] <0.001 <0.001 <0.001 =0.004
12.6
[11.3; 15.5] <0.001 <0.001 <0.001 <0.001
125.0 <0001  <0.001 <0001  <0.001

[109.1; 141.3]

Npumeyanus: p — CTaTUCTMYECKas 3HAYMMOCTb Pa3nnumin mexay ctaguammn XTKC (no kputeputo Kpackena-Yonnuca); pi. — Pasanums mexay CTaauamn KoMneHcaumum u
cybKOMNEHCALWK; P13 — Pa3IMUMA MEXAY CTaAMAMMU KOMNEHCALMMN U JeKOMNEHCALMUK; P23 — Pa3IMYMA MeX Ay CTaanAMMU CyBKOMNeHcaLmMm 1 AekomneHcaumu. MonapHble
CPaBHEHWA BbIMNO/HEHDI C UCMO/b30BAHUEM KpUTepWA MaHHa-YWUTHM € NONPaBKoK X0IMa Ha MHOXECTBEHHbIe CPaBHEHUA

Notes: p — overall significance across stages (Kruskal-Wallis test). pi-2, pi-s, p2-a: significance of pairwise comparisons (Mann-Whitney U test with Holm's correction for
multiple comparisons)
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yale ocTaBanuncb HUxe (ycnosHo Ao 50-60 mr/a). MapannensHo Bbi-
AIB/IEHO CTaTUCTUYECKM 3HAUMMOE MOBbILLEHWE KPeaTUHWMHA: B rpynne
[eKomneHcaummn meamaHa coctasmna 125 mkmosnb/n. C yuétom none-
peyYHoro Am3aiiHa UCCNeA0BaHWA BbIABNEHHOE MOBbIWEHWE AAHHOMO
NOKa3aTeNns KOPPEKTHEEe PaccMaTpuBaTb Kak 1abopaTopHbIi MapKEp
BEPOATHOTO GYHKLIMOHANBHOTO NOYEYHOrO BOBEYEHMS.

Mockonbky UAT paccmaTpuBaeTcs Kak BO3MOMKHbIN GaKTop Cu-
CTeMHbIX HapyweHui npu XTKC, BbINOSHEH KOPPENALMOHHbIN aHaNn3
CBA3M YPOBHA BB/, ¢ KNMHUKO-NabopaTopHbIMM NOKasaTeNsamm (Tabn.
4). BbifaBneHa cuibHaA npaman accoumauma BB/, co ctaaumeit XTKC
(p=0,76; p<0,001), uyTo OTparKaeT NoCNeAOBaTe/IbHOE YBE/MYEHUE
BB/, no mepe yTaskeneHus 3abonesaHua.

MoKasatenn cMCTEMHOrO BOCMANMUTENbHOrO OTBETA TaKXke [Je-
MOHCTPUPOBANN CTAaTUCTUYECKM 3Haummyto ceasb ¢ BBA: gna CPb
p=0,56 (p<0,001), ana umucna neiikoumtoB p=0,43 (p<0,001). Koh-
LIEHTpaLMA KpeaTMHWHA YMepeHHO Koppenuposana ¢ BBJ, (p=0,44;
p<0,001), uTO cornacyetca ¢ AaHHbIMM O HEBNAroNPUATHOM BANAHUK
nosbilweHHoro BB/l Ha noyeyHyto nepdysuto 1 GyHKLMOHaNbHOE co-
cTosHMe noyek. Ceasb BB/, ¢ ypoBHem MCM 6bina cnaboii, Ho cTa-
TUCTMYECKM 3HauMMol (p=0,28; p=0,007), 4ToO MOXKET yKasbiBaTb Ha
BKMaJ, MexaHuyeckoro daktopa B GpOpMMPOBaHME 3IHAOTOKCMKO3a,
HapAagy € APYrMMM NaToreHeTUY4ECKUMU MexaHU3MaMm.

OBCYXAEHUE

HacTosLwee nccnegosaHune npogemoHcTpmposano, uto UAT aB-
NAETCA KpaiHe YacToi HaxoaKoi y 60/bHbIX XTKC: nosbiweHne BB,
212 mm Hg BbisBneHo y 82% nauMeHTOB, a Ha CTaausAxX CybKomneH-
cauum n pgexomneHcaumm UAT peructpupoBanach y Bcex obcneno-
BaHHbIX. Takoe pacnpeaeneHne CoracyeTcs ¢ KAMHUYECKOM OTUKOWM
XTKC: no mepe nporpeccupoBaHuA CTa3a YBENNUYMBAETCA BHYTPUNO-
NOCTHbIN «OBBEMHBIN» KOMMNOHEHT (KaN0Bble Macchl 1 ras), ycunmea-
€TCA AMNATaLLMA TONCTON KULIKM M BO3PACTaeT BKNaL abLoMMHaNbHOM
KOMMpeccuu.

MPUHLMNMANBHO BaXKHO, YTO BbIABAEHA HE TO/MbKO BbICOKaA
yactota UAT, HO v OTYETNIMBbIV PAAMEHT €€ BbIPaXKeHHOCTH, TECHO
CBA3aHHbIN CO cTagmeit 3abonesaHua. Ha ctagum KomneHcauum UAT
OTCYTCTBOBaNA MO0 OrpaHUUMBanachk | creneHbto, Npu cybkomneHca-
ummn npeobnaganm I-1l ctenenn, Toraa Kak npu gekomneHcaumm y 61%
nauueHToB ¢uKcmposanace lll creneHb UAT ¢ meamaHoit BB, 22,7 mm
Hg. 3T pe3ynbTaTbl NOAAEPKMBAIOT LieNeco0bpa3HOCTb MCMNO/Ib30Ba-
HuA BB/l Kak konnyectseHHOro Kputepua Taxectn XTKC, gononHsio-
Lero KNMHUYECKOe CTaMPOBaHUE U MOBbILIAOLLETO 06BbEKTUBHOCTL
CTpaTUdUKaALMM NALMEHTOB.

Tabauya 4 Mampuua KoagguyueHmos koppenauuu CnupmeHa
mexdy BB/] U KAUHUKO-1a60pamMOpHbIMU NOKA3aMeNamu

NapameTtp Koadduunent koppensuuu (p)
Parameter Correlation coefficient (p)
Cragma XTKC
CCS stage 0.76
CPB
CRP 0.56
eraT.lAI:WIH 0.44
Creatinine
NenKounTbl
Leukocytes 0.43
MCM
MMM 0.28

DISCUSSION

This study demonstrates that IAH is an exceptionally com-
mon finding in patients with CCS. An IAP increase 212 mm Hg was
observed in 82% of the cohort, and IAH was present in 100% of
patients at the subcompensated and decompensated stages. This
distribution aligns with the clinical progression of CCS: as stasis
worsens, the intracavitary "volume" component (feces and gas)
expands, intensifying colonic dilation and increasing abdominal
compression.

Crucially, the study identified not only a high incidence of
IAH but also a distinct severity gradient closely linked to disease
stage. During the compensated stage, IAH was either absent or
limited to Grade I. In subcompensation, Grades I-Il predominated,
whereas Grade Il IAH was recorded in 61% of decompensated
patients, with a median IAP of 22.7 mm Hg. These results support
the use of IAP as a quantitative criterion for CCS severity, comple-
menting clinical staging and improving the objectivity of patient
stratification.

From a clinical perspective, IAP values >20 mm Hg are of
paramount significance; when combined with organ dysfunction,
they fulfill the diagnostic criteria for ACS. While the cross-sec-
tional design limits causal inferences, the pathophysiological
sequence, from stasis progression and elevated IAP to ischemic
barrier disruption and systemic manifestations, is consistent with
current literature. Recent data suggest that IAH precipitates in-
testinal barrier damage and shifts in microbial-metabolic inter-
actions, thereby driving systemic inflammation [9, 11]. Conse-
quently, the decompensated group, characterized by the highest
IAP values, showed the greatest elevations in CRP and leukocyte
counts.

The observed correlations between IAP and CRP (p=0.56)
and between IAP and leukocyte count (p=0.43) have practical im-
plications. In chronic intestinal obstruction, inflammatory mark-
ers likely reflect not only the resorption of stagnant contents but
also a compromise in intestinal barrier function, which becomes
increasingly vulnerable due to prolonged overstretching and
compression. However, IAP should be interpreted as part of a
comprehensive assessment, with alternative sources of inflam-
mation excluded.

The relationship between IAP and creatinine (p=0.44) and
the consistent increase across stages warrant specific attention.
These findings align with the gut-kidney axis model, in which el-
evated IAP promotes venous congestion and reduces the effec-

Table 4 Spearman correlation coefficients between IAP
and clinical/laboratory parameters

95% AU UHTepnpeTauma ceasu
95% CI P Strength of association
[0.65-0.84] <0.001 CunbHan npamas
Strong positive
3ameTHas npAmas
[t <k Noticeable positive
[0.26-0.59] <0.001 YymepenHaa npamas
Moderate positive
YmepeHHaa npamas
(o702 <0.001 Moderate positive
[0.08-0.46] =0.007 Cnaban npaman

Weak positive

NpumeyaHue: p — CTAaTUCTUYECKAA 3HAYMMOCTb KoadduLIMeHTa Koppenaumm (koppenauma CnupmeHa); 95% [N paccuutaH ¢ ucnonb3oBaHuem Fisher z-npeobpasosaHus

(annpokcumaums)

Notes: p — statistical significance of the Spearman correlation coefficient; 95% Cl calculated using Fisher's z-transformation
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C KNMHWYECKOM TOYKM 3pEHMA Hambosbluee 3HaYeHUe UMET
3HauyeHus BB/, >20 mm Hg, NOCKOAbKY B COMETAHMM C OpraHHOMN Auc-
bYHKUMEN OHM NPUBAMIKAIOT MaLMEHTa K AMArHOCTUYECKUM KpUTEpU-
AM abAOMMHANBLHOTO KOMMAPTMEHT-CMHAPOMA. Mpu MHTeprpeTaLum
pesynbTaToB BaKHO M36eraTb NPUYMHHO-CNEACTBEHHOMN KaTEropUYHO-
CTW: NMONEepeYHbIt An3aiiH UCCNEA0BAHNA NO3BONAET FOBOPUTb JIMLLb
06 accoumauum 6onee Bbicokoi ctaamm XTKC c nosbieHnem BB
N MeHee 6naronpuaTHLIM Npoduaem NabopaTopHbIX MoKasaTenei.
Bmecte ¢ Tem, natodpusmonormyeckas 060CHOBaHHOCTb Npeanonara-
eMoW NoCNeA0BaTENbHOCTM CODbITMIA — OT NPOrpeccMpoBaHmUA cTasa u
nosblweHuns BB K pa3BuTHio MwemMmnyecku-b6apbepHbix HapyLueHuii u
CUCTEMHbIM NPOABNEHUAM — COINIACYeTCA C COBPEMEHHbIMM AaHHbIMU
0 TOM, 4TO MAT MOXKET ConpoBOXKAATLCA NOBPEKAEHNEM KULLEYHOTO
6apbepa U U3MEHEeHUAMM MUKPOBHO-MEeTabosIMYecKMX B3aumoaen-
CTBUIA, MOTEHLMAIbHO NOAAEPKUBAIOLLMX CUCTEMHOE BOCMaseHme [9,
11]. Ha atom doHe oxuraaemo, YTo rpynna AeKOMNeHCcaLMm, XxapakTe-
PU3YIOLLAACA MAKCUMaNbHbIMK 3HaYeHnaAmn BBJ], anemoHcTpuposana
Haunbonee BbicOKMe ypoBHM CPE 1 neikouuTosa.

O6HapykeHHble Koppenaumm BBA, ¢ CPE (p=0,56) n uncnom nei-
KoumTos (p=0,43) umetoT NpaKkTMYecKoe 3HayeHue: npu XTKC nabopa-
TOPHbIE NPU3HAKW BOCMANTE/IbHOTO OTBETA, BEPOATHO, OTPAXKAOT He
TONBbKO Pe30p6LMI0 MPOLYKTOB M3 3aCTOMHOTO KMULLEYHOTO COAEPHKM-
MOFO, HO M HapyLlleHne 6apbepHOW GYHKLMM KULLKM, CTaHOBALLENCA
6on1ee yA3BUMOMN Npu LJAUTENBbHOM €€ NepepacTaKEHUU U Kompec-
cuun. Bmecte ¢ Tem, HEOBXOAMMO YUMTLIBATb BO3MOMKHbIE aNbTEPHa-
TWBHbIE UCTOYHWUKM BOCMANEHMA (CONYTCTBYIOWME MHOEKLMM 1 BOCTA-
nuTenbHble 3abonesaHus), cnocobHble NoBbIWaTh yposeHb CPB BHe
ceasn ¢ BB; nostomy BBE[, LenecoobpasHo MHTEPNPETUPOBATL KaK
3NEMEHT KOMMNIEKCHOM OLEHKM TAXKECTM COCTOAHMA, @ HE KaK camo-
CTOATENbHbIN MapPKEP.

OTgenbHoro obcy:KaeHun 3acny:KueaeT cBasb BBJ, ¢ Kpeatn-
HuHOM (p=0,44) 1 nocnegosaTenbHOE MOBbILIEHUE KpeaTUHUHA OT
CTagMy KOMMEHCauuMM K AeKomneHcauuun. [lonyyeHHble daHHble
COMNacyloTCcA C NPeacTaBNeHUAMU 06 «abaoMMHaNbHO-MOYEYHOMY
B3aMMOAEWCTBMM, NPK KOTOPOM noBblweHne BB cnocobetayeT Be-
HO3HOMY 3aCTOI0 M CHWMKEHUI0 3PDEKTUBHOTO ¢GWUIBTPALMOHHOIO
rPagMeHTa, YTo CO34aET YCI0BUA ANA yXyALeHUA GUNLTPALMOHHOM
OYHKUMM noyeK. [ONONHWUTENBHO KAMHUYECKYIO 3HAUMMOCTb 3TUX
HabNIoAEHMI NOAAEPKUBAIOT METAAHAIMTUYECKNE AaHHbIE, AEMOH-
CTPUpYIOLLME CTaTUCTUYECKM 3HAUYMMYIO accoumaumio MAT ¢ nosbiwe-
HMEM PUCKA OCTPOro NOBPEXAEHMA NOYEK B PA3NINYHBIX KAMHUYECKUX
nonynaumax [10, 12]. BmecTe ¢ Tem, ¢ y4ETOM NOMNEPEYHOro An3aiHa
N OTCYTCTBMA anHaMmueckux Kputepmes KDIGO, KoppeKkTHee paccma-
TpMBaTb BbIABNEHHOE MOBbIWEHME KpeaTUHUHA KaK NabopaTopHbIi
MapKEp BEPOATHOTO GYHKLMOHANBHOTO NMOYEYHOrO BOB/IEYEHUH, A HE
KaK NoaTBepKAEHWE OCTPOrO NOBPEXKAEHMA NOYEK.

Ceasb BB ¢ MCM okasanacb cnaboii (p=0,28), xota u cTatu-
CTUYECKM 3HAYUMOM. TaKoW pesynbTaT NPEACTABAAETCA OXKMUAAEMBIM,
ecnm paccmatpuatb MCM Kak MHTErpasbHblii, HO HEA0CTaTOYHO
cneundUUHbIA NoKasaTeNb: 3HAOTEHHAA WMHTOKCMKaumsa npu XTKC
bopmMMpyeTc 33 CYET HECKOMbKMX MEXaHU3MOB (CTa3, MMUKPOBHbIe
MPOAYKTbI, BOCNAJEeHWe, NPOTeonns, Metabonmyeckme ¢akTopbl), U
BKNAZ4, MEXaHW4YeCKoro KOMMOHEHTa, OTparkaemoro yposHem BB/,
MOMKET bbITb JINLLb O4HOM M3 COCTaBNAOLMX. B NpakTUUECKOM NnaHe
MCM uenecoobpasHo MHTEPNPETUPOBATL B codeTaHuu ¢ CPB, neiko-
LMTaMM1 1 NOKa3aTeNAMM OpPraHHOM GYHKLMK, @ B Aa/IbHENLWINX UCChe-
[l0BaHWAX — JONOJHUTL NaHenb 6onee cneundUUHbBIMKM MapKEépamu
NMOBPEXKAEHNSA KULWEYHOro bapbepa U 3HAOTOKCMHOBOM Harpy3Ku.

C NpUKNAAHbIX MO3ULLMIA pe3ynbTaTbl NOATBEPKAAIOT HEOBX0AM-
MOCTb 60/1ee 06BEKTUBHOM oLeHKM TAKecTM XTKC. C y4€TOM NpOCTOTbI
1 BOCMPOM3BOAMMOCTM TPAHCBE3NKANbHOTO METOAA MOHUTOPUHT BB/,

tive filtration gradient, thereby impairing renal function. While
meta-analyses link IAH to an increased risk of acute kidney injury
(AKI) [10, 12], the lack of longitudinal KDIGO criteria in this study
suggests that the observed elevation in creatinine is best catego-
rized as functional renal involvement rather than as confirmed
AKI.

The association between IAP and MMM was weak but sig-
nificant (p=0.28). This result was expected, as MMM is a non-spe-
cific indicator of endogenous intoxication influenced by multiple
factors (stasis, inflammation, proteolysis). In practice, MMM
should be evaluated alongside CRP, leukocytes, and markers of
organ function. To improve diagnostic accuracy, subsequent stud-
ies should include highly specific biomarkers for intestinal barrier
dysfunction and endotoxin burden.

From an applied standpoint, these results emphasize the
need for an objective assessment of CCS severity. Given the sim-
plicity and reproducibility of the transvesical method, IAP mon-
itoring should be integrated into the standard evaluation for
progressive CCS, particularly in subcompensated and decompen-
sated stages. Two threshold ranges are of clinical significance:
212 mm Hg — indicates a need for intensified conservative de-
compression and frequent laboratory monitoring; >20 mm Hg —
represents a high risk for systemic complications, necessitating
the exclusion of progressive organ dysfunction and consideration
of early surgical intervention. It should be noted that internation-
al practices for measuring and clinically interpreting IAP remain
heterogeneous. Key provisions are currently being refined as part
of the WSACS guideline update process [5, 13].

Comparing our findings with current literature on IAH indi-
cates that the observed association between elevated IAP and
laboratory markers of inflammation and renal involvement is not
an isolated phenomenon. The hemodynamic consequences of
increased |IAP are well-documented: reduced venous return, im-
paired visceral perfusion, and elevated renal venous pressure col-
lectively contribute to progressive renal dysfunction [10, 12, 14].
Therefore, the increase in creatinine observed in patients with
decompensated CCS should be regarded as a clinically significant
finding that requires dynamic monitoring and the exclusion of
progressive organ dysfunction; however, it should not be equated
directly with acute kidney injury unless the dynamic KDIGO crite-
ria are met.

These findings also align with current concepts identifying
the intestine as a key target organ in critical illness and system-
ic inflammatory states. Contemporary reviews emphasize that
impaired intestinal permeability, dysbiosis, disruption of the ep-
ithelial barrier, and the translocation of bacterial products may
contribute to systemic inflammatory responses and multiorgan
dysfunction [15]. This observation is particularly relevant in pa-
tients with CCS, in whom chronic intestinal stasis, colonic overd-
istension, and elevated IAP create an environment for the com-
bined effects of mechanical, ischemic, and microbial-metabolic
factors.

Study limitations. This study has several limitations, in-
cluding its single-center, cross-sectional design and the absence
of a healthy control group. The relatively small sample size may
limit the generalizability of the findings to a broader population
of patients with CCS. Furthermore, the cross-sectional nature of
the research precludes establishing a causal sequence between
elevated IAP, inflammatory markers, and functional renal involve-
ment; thus, the identified relationships must be interpreted strict-
ly as associations. Additional sources of potential bias include
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MOXXHO PacCMaTpMBaTh Kak KOMMOHEHT CTaHA4APTHOro obcneoBaHuUA
NauMeHTOB C NPOrpeccMpyoLLMM KONOCTa30M, Npexae BCero, B CTa-
AMAX cybKoMNeHcaLmm 1 gekomneHcaumm. MpakTMYeckun 3HaYMMbIMK
BbIINIAAAT 483 NOPOroBbIX AManasoHa: 12-15 mm Hg 1 Bbiwe — Kak
OCHOBaHWE ANA MHTEHCUbUKALLMM KOHCEepBaTUBHOM AeKOMMpeccu-
OHHOMI TaKTUKKM 1 6osee YacToro nabopaTopHOro KOHTPoAs; bonee 20
MM Hg — Kak 30Ha NOBbILLEHHOTO PUCKa CUCTEMHBIX OC/IOXKHEHUI, Tpe-
6YtoLL,an aKTUBHOTO UCK/IIOYEHWS OPraHHOM AUCOYHKLMM, BO3HUKLLEN
WAK NporpeccupytoLLlein Ha poHe nosblwenuns BB, v paHHero obcyx-
[EeHUA XMPYPrMUYecKkom TakTUKK Npu oTcyTCTBUM 3ddeKTa OT KoHcep-
BaTUBHbIX Mep. [1pn 3TOM cneayeT yumnTbiBaTb, HTO MeXayHapoaHasa
NPaKTUKa U3MEPEHUS U KIMHUYECKON MHTepnpeTauum BB ocTaérca
HEO4HOPOAHOM, @ YTOUHEHME K/HOUYEBbIX NOMOXKEHWUIM NPOAONKAETCA
B PaMKax npoLeccoB 0bHOBEHMA pekomeHaaumii WSACS [5, 13].

ConocTaBieHne COBCTBEHHbIX AAHHbLIX C COBPEMEHHbIMM ny-
6nunkaumammn no MAT nokasbiBaeT, YTo BbifBAeHHas cBa3b BB/, ¢ na-
60paTOPHLIMK NpPU3HAKaMW BOCMANEHUA U MOYEYHOTO BOB/EYEHUA
He ABNAETCA M30/IMPOBaHHbIM HabaloaeHnem. feMofMHaMUueckue
nocneacTemA nosblweHna BB, XOpowo OXapaKkTepn3osaHbl B nTe-
paType: CHUXeHWe BEHO3HOro BO3BpaTa, HapyLIeHWe BUCLLEPaIbHOM
nepdysvMn 1 pocT NoYeYHOro BEHO3HOMO AAB/IEHWA B COBOKYMHOCTU
NPVBOAAT K MporpeccupytoLiei noyeuHon aucoyHkumm [10, 12, 14].
[o3aToMy BbIABIEHHOE HaMW MOBbILEHWE KpeaTUHUHA NPU AEeKOM-
neHcuposaHHOM XTKC cnegyeT paccMaTpmBaTh KaK KAMHUYECKU 3Ha-
YUMBIF CUrHAN, TPEDOYIOLLMIA AMHAMUYECKOTO HabAOAEHNA U UCKAO-
YEHUA MporpeccupytoLlein opraHHoN AuchyHKLMM, HO 6e3 npamoro
OTOXAECTBNEHNA C OCTPbIM MOBPEXKAEHUEM MOYEK NPU OTCYTCTBUM
AvHammnyeckux kputepues KDIGO.

MonyyeHHble pe3ynbTaTbl TaKXe COMIAcyloTCA C COBPEMEHHbI-
MU NPeACTaBNEHUAMM O PONU KULIEYHUKA KaK OAHOIO M3 KYEBbIX
OPraHoOB-MM1LUEHeW NPU KPUTUYECKMX U CUCTEMHBIX BOCMANIUTE/IbHbIX
cocTofAHuAX. B coBpemeHHbIx 0630pax NoAYEpKMBaeTCs, YTO Hapy-
WEHWe KULIEeYHOW MPOHULLAEMOCTH, AMCOMO3, MOBPeXAeHUe 3Nu-
TenvanbHOro H6apbepa M TpaHCAOKaUuUA GaKTepUanbHbIX NMPOLYKTOB
CNocobHbl NOAAEPHMBATD CUCTEMHYHO BOCMANUTENBbHYIO PEaKLMIo U1
nonnopraHHble HapyweHua [15]. Aaa 6onbHbIX XTKC 310 nonoxexHue
umeeT ocoboe 3HaueHWe, NOCKO/IbKY XPOHWUYECKan 3afepHKKa comep-
YKMMOTO, NEPEPACTAKEHNE TONCTON KULLKM U NoBbiweHWe BB, moryT
dopMupoBaTh YCN0BKA AR COYETAHHOTO AENCTBUA MeXaHUYECKoro,
ULLIEMMYECKOro U MUKPOBHO-MeTabomyeckoro hakTopos.

OrpaHuuyeHna uccnefosBaHua. K orpaHMyeHnAm nccnegoBaHmA
cneayeT OTHECTM OAHOLEHTPOBbLIM XapaKTep paboTbl, NonepeyHbl
[13aliH, OTCYTCTBME KOHTPOJIbHOW FPynMbl 3L0POBbIX /UL, U OTHOCK-
TeNIbHO HeBOoMbLION 06BEM BbIGOPKM, YTO OrpaHUYMBAET BO3MOMNK-
HOCTb MPAMOM 3KCTPANONALMM pPe3ynbTaToB Ha bosee LUMPOKYIO
nonynaumio naumeHtoB ¢ XTKC. MonepeyHblii AM3aiH He NO3BONAET
YCTaHOBUTb MPUYMHHO-CNEACTBEHHYIO NOCAEA0BATENbHOCTD MEXAY
nosbllweHnem BB[, nabopaTopHbIMM NpW3HaKaMK BOCMANEHUs W
bYHKLMOHaNbHLIM NOYEYHBIM BOB/IEYEHMEM; MONYYEHHbIE CBA3N CNe-
ZyeT MHTepNpeTMpPOBaThb KaK accounaumnn. [JononHUTENbHbIMU UCTOY-
HUKaMM CUCTEMATUYECKOW OLLMOKM MOMIM BbITb Pa3nnumna No MHAeKcy
Macchl Tesa, COMyTCTBYIOLWMM 3a0601eBaHUAM, CTENEHW TUAPaTaLLMK,
XapaKTepy NpPeLLecTBYIOLWEN CNabuUTeNbHOW Tepanuu U BbIPasKeEH-
HOCTU aHAaTOMO-OYHKLMOHANbHbBIX HApPYLWeEHW TONCTOW KWWKWU. B
UCCNef0BaHNM He NPOBOAMACA AMHAMWUYECKUA MOHWUTOPWUHT BB/
nocne AeKOMNPeCCMOHHbIX MEPOMNPUATUAI U He OLIEHWMBANWCL CrieLma-
JIM3MPOBAHHbIE MAPKEPbI KULLIEYHOM NPOHULLAEMOCTU U BakTepuanb-
HOW TpaHCNoKaummK. BmecTe ¢ Tem, BbisiBIeHHan CU/bHasA cBA3b BB/,
co cragueit XTKC (p=0,76) yKa3biBaeT Ha KAMHWUYECKYIO 3HAYMMOCTb
MOHWUTOpWHra BB/, 1 060cHOBbIBAaET HEOOXOAMMOCTb AanbHENLINX
NPOCNEKTUBHbIX MHOTOLIEHTPOBbIX UCCNEA0BAHUI C Y4ETOM MHAEKCA
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variability in body mass index (BMI), comorbidities, hydration
status, the history of laxative use, and the specific anatomical or
functional characteristics of the colon. Additionally, this study did
not include longitudinal IAP monitoring following decompression
measures, nor did it evaluate specialized biomarkers for intestinal
permeability or bacterial translocation. Despite these limitations,
the strong correlation found between IAP and CCS stage (p=0.76)
underscores the clinical relevance of IAP monitoring. These find-
ings justify the need for further prospective, multicenter studies
that incorporate BMI, dynamic laboratory assessments, and long-
term clinical outcomes.

CONCLUSIONS

1. 1AH was identified in 100% of patients in the subcom-
pensated and decompensated stages of CCS, confirm-
ing its high clinical prevalence in advanced cases of the
disease.

2. The severity of IAH demonstrated a strong positive cor-
relation with the clinical stage of CCS (p=0.76; p<0.001).
The decompensated stage was characterized by a shift
toward more severe pressure levels, with Grade IIl IAH
recorded in 61% of patients and a median IAP of 22.7
[22.2; 23.4] mm Hg. This finding underscores the crit-
ical need for clinical vigilance for ACS should signs of
organ dysfunction emerge.

3. Statistically significant correlations were established
between IAP levels and markers of systemic inflamma-
tion (CRP, leukocyte count) and endotoxicosis (MMM).
These findings support the role of ischemic barrier dis-
ruption and bacterial translocation in the development
of systemic complications in CCS.

4. Monitoring IAP is an accessible and informative tool
for assessing the severity of CCS. Its implementation is
justified for early risk stratification, longitudinal moni-
toring of treatment efficacy, and timely clinical deci-
sion-making regarding surgical intervention when inte-
grated with standard laboratory and clinical data.
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MacCCbl Tena, ANHAMUKU na6opaTopr|x nokKasaTtenen U KNMHNYECKNUX
ncxo[0s.

BbiBOAbI

WAT BbIsIBNANACh Y BCEX MALMEHTOB CO CTAAMAMM CybKOMMNEH-
caumm n aekomneHcauum XTKC, 4To NoaTBEPKAAET €€ KAMHUYECKYIO
3HAUYMMOCTb NPY TANKENOM TeYeHUM 3aboneBaHus.

CreneHb VAT mena cubHYHO NPAMYHO acCoLLMaLLMIO CO CTaanein
XTKC (p=0,76; p<0,001). ins cTagmu AeKomneHcaLmm bbi1o xapaktep-
HO CMeLLeHMe pacnpeseneHna B CTOPOHY Bonee TAXKENbIX cTeneHemn
WAT: Ill cteneHb peructpupoBanach y 61% nauneHTos, a meamaHa BB/,
coctasuna 22,7 [22,2; 23,4] mm Hg, uto TpebyeT HaCTOPOXKEHHOCTM B

OTHOWeEHUU (GOPMUPOBaHUA aBAOMMHANBHOMO KOMMAPTMEHT-CUH-
ZpOMa Npu NOABAEHWUMN NPU3HAKOB OPraHHOM ANCHYHKLMM.

YCTaHOBNEHbI CTaTUCTUYECKM 3HAUYMMble KOPPenaunMn mexay
yposHem BB/, u mapképamm cuctemHoro Bocnanenus (CPB, neiikouu-
Tbl), @ TaKKe 3HAOTOKCMKo3a (MCM), 4To cornacyeTcs ¢ npeanonoxe-
HUEM O BKNae ULeMUYECKU-DapbepHbIX HapyLWeHWIA U BakTepuanb-
HOW TPaHC/IOKaLMKM B pa3BUTHE OCNOKHEeHMUIM XTKC.

MoHwuTopuHr BB[, ABnAeTcA AOCTYNHbIM M MHOOPMATUBHBIM
MHCTPYMEHTOM OOBEKTMBM3ALMM TAXKECTM cocTosHusA npu XTKC. Ero
1CNO/Ib30BaHNE MOKET ObITb ONPaBAAHO A PaHHEN CTPaTUbMKaLIMK
PUCKa OCNOXKHEHUM, AMHAMMUYECKOTO KOHTPONA 3QPEKTUBHOCTU Te-
panuu 1 cBOEBPEMEHHOrO PAaCCMOTPEHMA BONPOCA O XMPYPrUYecKoii
TaKTUKe B COYETAHUM C KNMHWUKO-1abOPaTOPHbIMM AaHHBIMU.
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