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Abstract
Introduction. Inflammatory bowel disease is a complex disease which arises as a result of an interaction between environmen-
tal and genetic factors leading to immunological responses and inflammation in the intestine.
Aim. To review medical approaches used in inflammatory bowel disorders.
Materials and methods. An analysis of literature regarding inflammatory bowel diseases, Leśniowski-Crohn’s disease, ulcer-
ative colitis and mataloproteinases.
Results. Current evidence suggests that patients with inflammatory bowel disease may have an elevated risk of endothelial 
dysfunction and coronary artery disease. Over the past two decades, great advances have been made in our understanding of 
the interplay between the inflammatory bowel disease.
Conclusions. Inflammatory bowel diseases are increasing in Europe. The diagnosis is usually confirmed by biopsies on colo-
noscopy.
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Introduction
Chronic inflammatory bowel diseases are divided into 
Leśniowski-Crohn’s disease, ulcerative colitis and un-
detected colitis.1-5 Inflammatory changes in ulcerative 
colitis include mucosa and occur continuously from 
the rectum to the more proximal parts of the colon. In 
Leśniowski-Crohn’s disease, the changes may include 
the entire digestive tract.6 The symptoms include di-
arrhea, frequent bloody stools, and abdominal pain. 

Most patients with non-specific inflammatory bow-
el diseases from the moment of diagnosis are treated 
conservatively. However, a significant group of pa-
tients do not undergo such therapy during the course 
of the disease and require surgical procedures. Indica-
tions for surgical treatment depend on the efficacy and 
success of conservative treatment, the severity of the 
disease, and associated complications. Due to clinical 
differences, Leśniowski-Crohn’s disease is character-
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ized by a different specialty of surgical treatment than 
ulcerative colitis.7

Material and methods 
We reviewed the literature regarding the chronic in-
flammatory bowel diseases published between 1945 and 
2018 (Figure 1). We found more than 500 articles study-
ing this type of chronic inflammatory bowel diseases 
such as Leśniowski-Crohn’s disease, ulcerative colitis 
and undetected colitis. Our review includes recent stud-
ies regarding Leśniowski-Crohn’s disease, ulcerative 
colitis and undetected colitis.

Results
In Leśniowski-Crohn’s disease, about 50-80% of patients 
require surgical treatment during the course of the dis-
ease.1-5 The correct diagnosis of nonspecific inflammato-
ry bowel diseases relies on a multidisciplinary approach 
based on clinical, laboratory, endoscopic, and histologic 
examination.

Indications for planned surgery are:8-10

 – ineffective conservative treatment,
 – incomplete occlusion,
 – accessing cachexia, intraabdominal abscesses and 

internal or external fistulas, which cause malab-
sorption syndrome,

 – severe parenteral symptoms,
 – perianal lesions (fistulas, perianal abscesses, anal 

stenosis, anal fissures),
 – intestinal epithelium or dysplasia,
 – children’s developmental delay,

Urgent indications:11-12

 – hemorrhage, 
 – occlusion, 
 – perforation, 
 – abdominal or perirectal dissemination causing sep-

sis, fulminant disease or acute phase of disease that 
does not undergo pharmacological treatment.
In the surgical treatment of Leśniowski-Crohn’s 

disease concerning the small intestine, the rule of eco-
nomical resections applies, and the resection limits are 
determined by macroscopic changes and the mesenter-
ic Fazio symptom (assessment of the mesentery infiltra-
tion thickness).

In the treatment of colorectal cholangitis, the extent 
and type of surgery depends on the severity and extent 
of the disease, the status of the colon and rectal suscep-
tibility, functional sphincter efficiency and the extent 
of previous resections. It is recommended to perform a 
colectomy with ileo-rectum anastomosis (in the absence 
of changes in the rectum) or proctocolectomy with de-
finitive ileostomy (if the rectum is altered diseased).

Surgical treatment of ulcerative colitis is fundamen-
tally different from the surgical treatment of Crohn’s dis-
ease. In ulcerative colitis, the aim of the operation is to 

remove the entire large intestine and rectal mucosa. Af-
ter the procedure, the quality of life of the vast majority 
of patients improves. The necessity of surgical treatment 
is in the group of 20-25% of Colits Ulcerosa patients. 

Indications for planned surgery are:
 – solid symptoms of exacerbation of the disease, de-

spite the optimal conservative treatment
 – a large intestine or a pre-cancerous lesion in the 

large intestine (dysplasia associated lesion or mass-
DALM or flat-dysplasia)

 – some local complications (occurring rarely in ul-
cerative colitis) such as narrowing of the colon, or 
internal fistulas (e.g., recto-stitch) or external

 – growth and maturation delay in children
Urgent indications are:

 – a severe disease that does not undergo intensive 
7-10 days of conservative treatment followed by 
emergency treatment with cyclosporin or inflix-
imab,

 – toxic distension of the colon (megacolon toxicum, 
when intensive conservative treatment lasting from 
24 to 48 hours did not bring any improvement
Emergency indications:

 – production of the large intestine with diffuse fecal 
peritonitis,

 – massive bleeding,
 – elastic bowel disease,

The surgery of choice for urgent or urgent indica-
tions is a colectomy with ileostomy with an occluded 
stump of the rectum (Hartmann’s operation) or sewn 
into the skin over the pubic symphysis.

Fig. 1. Number of publications on chronic inflammatory 
bowel diseases (Leśniowski-Crohn’s disease, ulcerative 
colitis and undetected colitis) from the Library of National 
Center for Biotechnology Information (NCBI) PubMed Data 
Base over the years starting from 1945

Currently, is possible to achieve the expected ther-
apeutic results and elimination/reduction of the risk 
of physical development. The planned indications are: 
complete proctocolectomy with the final ileostomy using 
the Brooke method; complete reconstructive proctocol-
ectomy with intestinal ileum (pouch) and anastomosis 
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of the anal canal (ileo-pouch anal anastomosis - IPAA). 
The technique of treatment in the case of inflammatory 
bowel diseases differs from that used in oncology, the 
wide excision of mesorectum tissues is not justified and 
the preparation should be conducted close to the rec-
tum wall in order to minimize the risk of postoperative 
disorders of sexual function, micturition or defecation. 
However, surgical treatment is not a perfect and final 
therapeutic solution in non-specific inflammatory bow-
el diseases. Operations in Crohn’s disease are character-
ized by a large number of adverse effects (e.g. metabolic 
consequences of short bowel syndrome), complications 
and relapses, both early and late. Specification of those 
patients in whom surgical treatment could be character-
ized by a more severe postoperative course, higher risk 
of complications and recurrences of the disease would 
allow more precise selection of qualification criteria, ad-
just the time of surgical intervention or special surveil-
lance to improve treatment outcomes.

Table 1. Markers for nonspecific inflammatory bowel 
diseases

Marker Name References
TF(+) MPs Procoagulant 

microparticles
(Palkovits et al. 
2013)13

PAF Platelet activation 
factor

(Saluk et al. 
2014)14

Anti-I2 Antibodies to 
Pseudomonas 
fluorescens-associated 
sequence I2

(Zatorski et al. 
2015)15

PAB Pancreatic antibody 
(an antibody to a 
trypsin-sensitive 
protein in pancreatic 
secretions)

(Fakhoury et al. 
2014)16

HLE Human leucocytic 
elastase

(Fakhoury et al. 
2014)16

HLE Human leucocytic 
elastase

(Fakhoury et al. 
2014)16

Anti-CBir1 
flagellin

Antibodies to bacterial 
flagellin

(Cioffi et al. 
2015)17

ENA-78 Epithelial neutrophil 
activating peptide

(Cioffi et al. 
2015)17

N Neopterine (Cioffi et al. 
2015)17

ASCAs Anti-Saccharomyces 
cerevisiae antibodies

(Thorsvik et al. 
2017)18

MRP-8/MRP-14 
or S100A8/A9

Calprotectin (Vatn et al. 
2015)19

L Lactoferrin (Acevedo et al. 
2018)20

In the current arsenal of laboratory, imaging and en-
doscopic examinations there is no marker that would al-
low such selection of patients. Based on the analysis of 
over 500 papers described nonspecific inflammatory 

bowel diseases, endoscopic evaluation is the main diag-
nostic process. Laboratory tests in the diagnosis of in-
flammatory bowel diseases play an auxiliary role. The 
most important currently known markers for nonspecif-
ic inflammatory bowel diseases are presented in Table 1.

Although considerable progress in the research has 
been achieved, there is still a long way to go toward the 
ultimate goal of an ideal biomarker in nonspecific in-
flammatory bowel diseases.21-31

Inflammatory Markers Belonging to 
Extracellular Matrix 
Inflammatory bowel diseases have biomarkers which 
can be used to predict disease and treatment outcomes.32 

The Extracellular Matrix components are depolymer-
ized into the small fragments, which are released into 
circulation.33 ECM is composed of fibrous proteins and 
glycosaminoglycans (GAGs) and is involved in prolifer-
ation, migration, and adhesion.34-36 Sulfated GAG types 
are connected with the intestinal epithelium and regu-
late its permeability.37-38

Marker Names References
HA Hyaluronan (Petrey et al. 2018)39

LN Laminin (Koutroubakis et al. 2003)40

SDC-1 Syndecan-1 (Koutroubakis et al. 2003)40

FN Fibronectin (Hundorfean et al. 2010)41

Conclusions
Inflammatory bowel diseases are increasing in Europe. 
The diagnosis is usually confirmed by biopsies on colo-
noscopy.
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