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I

nflammatory Bowel Disease (IBD) represent a group of chronic idiopathic diseases.
The main entities are ulcerative colitis (UC)
and Crohn’s disease (CD). Other rare
bowel inflammatory diseases can be
listed: collagenous colitis, lymphocytic colitis,
ischaemic colitis, diversion colitis, Behçet’s syndrome, infective colitis, and indeterminate colitis
(1-4). The principal characteristics of these diseases are listed in TABLE 1.
The common symptoms are the abdominal pain, diarrhea, cramping, but also general
symptoms like fever, weight loss, fatigue, joint

pain, delayed sexual maturation, growth retardation or psychosocial development may appear. The most important differences between
CD and UC are the macroscopic and microscopic location of the inflammatory process. In
CD any part of the gastrointestinal tract can be
affected, while in ulcerative colitis, as the name
itself is speaking, the inflammation covers the
colon and the rectum. In CD the whole bowel
wall is affected while in UC the inflammation is
limited to the mucosa (2). While the incidence
of CD is constant, UC seems to be more and
more frequent (5). 
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ETIOPATHOGENY

M

ore and more the literature concludes
that the etiology is multifactorial. The
pathophysiological expression of IBD is the intestinal inflammation. Inflammation is the resultant of the genetic background; action of the
specific triggers (e.g., bacteria, viruses, parasites,
toxins, chemicals) and immune response of the
organism (5). The genetic susceptibility of the
host was demonstrated (loci on chromosomes
12 and 16) for both UC and CD. It seems to be
a strong association between these loci and particular disease phenotypes. IBD have as substrate anomalies of immune regulation existent
in intestinal mucosa. The bowel is in permanent contact with microbial or alimentary immune stimuluses, which generates an intestinal
response as a “physiologic inflammation”. In
IBD, the mechanisms, which control the “physiologic inflammation”, are passed over and
pathologic inflammation appears. The failure
of the down regulation mechanisms of the
proinflammatory cytokines (Il1, Il6, Il8 and
TNFα) in intestinal mucosa generates chronic
inflammation (6). It is not known if this represents an abnormal response to enteric antigens
or a normal response to an unknown microbe.
The inflammation mediators (cytokines,
arahidonic acid metabolites, free oxygen radicals) generate cellular destructions, remodeling,
and fibrosis. The medication used in these diseases interferes with these mediators. Together
with family history and appendectomy, which
are known as risk factors, other factors are studied – vaccinations, living arrangements, and dietary factors. World Health Organization conducted a review of the literature and the result
was that there is no direct correlation between
measles virus or vaccines and IBD. 

TABLE 1. Principal characteristics of BID (1)

DIAGNOSTIC

I

n 90% of UC and CD, the diagnosis can be
established, but 10% of them remain indeterminate colitis.
15-35% of the cases are accompanied by
failure to thrive. Extra intestinal manifestations
(1-5%)- are more frequent in UC.

CLINICAL MANIFESTATIONS

T

he diagnosis in children is established usually late after the onset of IBD. The intensity of the symptoms is synchronized with the
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TABLE 2. Clinical features in CD and UC (1 modified)

expansion rate of the colon. The onset may be
insidious or fulminating. The dominant symptom is bloody diarrhea. Specific signs in children are the poor growth and the delayed
sexual maturation. One third of the pediatric
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patients has at least one extraintestinal clinical
manifestation as a presenting sign, arthralgia,
back pain, erythema nodosum, pyoderma
gangrenosum, diagnosed as migratory peripheral arthritis, ankylosing spondylitis, autoimmune chronic hepatitis, sclerosing cholangitis,
eye injuries, carential anemia, hippocratic fingers.
Periodic clinical evaluation appreciates the
severity of the disease and the response to treatment.
The positive diagnosis of IBD necessities
stool examination, blood tests, radiological investigations (upper and lower gastrointestinal
radiographies, computed tomography scans,
and abdominal ultrasounds); and endoscopic
evaluation with sigmoidoscopy, colonoscopy,
and upper GI endoscopy. The biopsy obtained
by endoscopic means is critical for positive and
differential diagnosis. There may be noticed
distention of the colon, and the presence of
strictures and fistulas at radiography with contrast substance. Radiological aspects in UC and
CD are listed in TABLE 3.
The endoscopic investigations are indicated
in initial diagnosis, and in evolution under treatment. The endoscopic aspects noticed in UC
are loss of vascular design, diffuse erythema
development, “loosening” rectal valves, granular appearance of the mucosa, presence of
bleeding upon touching with endoscope me-

TO

DATE

dian forms, “flattening” haustrums due to
edema spontaneous bleeding in severe forms
due to increased friability of mucosa, presence
of inflammatory polyps (pseudopolyps).
There is a score from 0 to 4 for: erythema,
granularity, edema, and friability.
The biopsy of mucosa shows unspecific lesions with inflammatory infiltrate limited to the
mucosa, Paneth cells metaplasia, and crypt abscesses.
Differential diagnosis between UC and CD is
listed in TABLE 4. Other clinical differentiations concern infectious colitis, haemolytic uremic syndrome,
Henoch-Schonlein purpura, Behçet syndrome,
intolerance to cow’s milk proteins, Meckel’s diverticulum, intestinal polyposis, lymphomas, HIV infections / AIDS, irritable bowel syndrome, etc.
Infectious colitis can mimic a IBD and sometimes neither endoscopic diagnosis can distinguish IBD.
Colitis secondary to antibiotics is due to
Clostridium difficile infection. The endoscopic
expression shows pseudomembranous plates.
This affects predominately the rectosigmoid
area.
Ischemic colitis has as mechanism the tissue
hypoperfusion and it manifests as a transmural
gangrene.
Radiation colitis occurs in patients treated for
genital cancer. Predominantly it affects the
rectosigmoidian area.

TABLE 3. Radiological aspects in UC
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Colitis of Behçet’s disease is associated with
ulcerations of urinary tract, mouth and genital
area. Injuries of the eyes, joints and skin are
present. The intestinal damage is localized or
diffuse. Endoscopic appearance is similar to CD
with the presence of aphthae and small ulcers.
Collagen colitis is met in some collagen diseases. It is associated with chronic diarrhea. The
endoscopic abnormalities are minor.
Complications of both UC and CD are
listed in TABLE 5. 

TREATMENT IN IBD
TABLE 4. Endoscopic differential diagnosis between UC and
CD (6 modified)

TABLE 5. Complications of IBD.
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T

he goals of IBD treatment in children and
adolescents are to obtain a good control of
the inflammatory process with minimum adverse reactions of the drugs, to decrease the
risk of recurrence, to assure a good growth and
normal life (1,5-8). The treatment varies with
the severity of symptoms. In 20-30% of the cases
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a spontaneous remission of symptoms appears.
Therapeutical possibilities are nutritional
therapy, drugs, surgery, and psychosocial support.
Nutrition is very important at this category
of patients due to the fact that in 15-40 % of
the cases growth failure occurs (9). Probiotics
can be recommended in maintaining the remission.
Medical treatment can cause the remission
of symptoms in the first 3 months – 10-20%
may show symptoms until 6 months of treatment. Corticosteroids, 5-amino salicylic acid
preparations, 6-mercaptopurine, cyclosporine,
antibiotics (Metronidazole, Ciprofloxacin), biological agents (infliximab) and probiotics can be
used (10,11). The first choice treatment represents the 5-amino salicylic acid drugs.
Steroids are saved for the unresponsive forms
to other medications or for pancolitis due to
redoubtable adverse reactions, which can be
very important in adolescents – the cosmetic
ones: cushingnoid features, weight gain, hirsutism, acne, and striae or the important ones:
growth suppression, cataracts, glaucoma, osteoporosis, hypertension, and avascular necrosis. Immunomodulating therapy uses 6-mercaptopurine or azatioprine and it is recommended
for unresponsiveness to steroids (1,2,12,13).
An alternative to thiopurines is methotrexate, which seems to be effective and well-tolerated (14). If the disease has severe symptoms,
cyclosporine might be recommended.
Infliximab is the first biological therapy approved for IBD. It is a monoclonal IgG1 antibody to TNF. It is composed of a (±75%) human constant and (±25%) murine variable region. Infliximab was tested in pediatric patients
with good results, showing a good short-term
response and a lower long-term response, especially in fulminated forms. Other beneficial
effects of infliximab were noticed in restoring
growth and height in children with CD, in 6
months after therapy was started (15). Other
biologic therapies, the anti-tumor necrosis factor (TNF) agents, besides infliximab were tested
for the treatment of CD, including adalimumab
(D2E7), certolizumab pegol (CDP871), CDP571,
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etanercept, and onercept. Adalimumab is a human IgG1 monoclonal antibody to TNF that
fixes complement, mediates antibody-dependent cytotoxicity, and induces T cell apoptosis.
In a pediatric clinical trial with adalimumab remission was totally obtained in 50% of the cases
and maintained in 75% of patients. Etanercept is
a human recombinant fusion protein comprised
of an IgG1 Fc antibody fragment and two
soluble p75 receptors to TNF. Etanercept does
not fix complement, mediate antibody dependent cellular cytotoxicity, or induce T cell
apoptosis. Etanercept failed to demonstrate efficacy in CD (16).
For the persistence of the symptoms over
10 days of steroids, the surgical method is recommended (1,17).
Surgery is first choice treatment in localized
forms of disease, in unresponsive forms to medical treatment, in intestinal perforation, in fibrous
strictures with partial intestinal obstruction and
in intractable bleeding. Indications of surgical
treatment are very specific because increased
recurrence rate after intervention with over 50%
in first 5 years. The risk of recurrences increases
after each intervention. Surgical complications
are stricture and fistula with risk of secondary
infection. 

PROGNOSTIC

M

ost cases of IBD are evolving with exacerbation and remission to drug therapy (1).
After the first decade of life, the risk for colon
cancer in UC increases. Therefore, it is recommended colonoscopy in 8-10 years after onset
and must be repeated at 1-2 years. Detection
of dysplasia lesions suggests colectomy.
CD is a chronic disease associated with high
morbidity but with a low mortality. Presence of
strictures can generate subocclusive phenomena, weight loss and the failure to thrive. Ileocolonic resections can generate either malabsorption syndromes or syndrome of short
bowel. The risk of colon cancer is similar in CD
to the UC imposing a screening colonoscopy
(1,2,18). 
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