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Table 1

Symptoms of inflammatory bowel disease

Ulcerative colitis
Bloody diarrhoea 
Urgency of defecation
Rectal bleeding
Cramping lower abdominal pain

Table 2

Truelove and Witts’ criteria for assessing disease severity in ulcerative colitis2

Mild
•Stool frequency ≤ 4 in 24 hours
•No systemic features

The presence of weight loss, nocturnal
diarrhoea and abnormal initial
laboratory investigations (see below)
make irritable bowel syndrome less
likely. Typical symptoms of ulcerative
colitis and Crohn’s disease are listed in
table 1, below.

The severity of an attack of ulcerative
colitis is usually described using the
criteria of Truelove and Witts,2 (see table 2,
below).

INITIAL INVESTIGATIONS
IBD may be associated with a number of
laboratory abnormalities: 
•Anaemia: Anaemia may be caused 
by iron deficiency or chronic disease. 
It may also be a reflection of severe
disease. Iron deficiency is frequently
under-recognised as a cause of symptoms
such as malaise and fatigue in IBD.
•Thrombocytosis: A raised platelet
count is part of an acute phase reaction
caused by active inflammatory disease
but may also reflect functional
hyposplenism in IBD.
•Acute phase response:Active
inflammation is represented by raised
CRP or ESR. A low albumin is also a
reflection of inflammatory activity. 
The extent of the rise in CRP or ESR is
greater in Crohn’s disease than
ulcerative colitis, where these markers
may be normal in those with mild or
moderately severe inflammation. Raised
inflammatory markers also help identify
those that are more likely to respond to
therapies such as anti-TNF-α agents.
•Stool culture:Evidence of infection
should always be sought when patients
present initially and, in those with

established IBD, during a severe flare, if
symptoms flare following foreign travel
or if clinical features suggest infection.
•Faecal calprotectin: Faecal
calprotectin is a protein produced by
intestinal neutrophils as part of an
inflammatory response. Faecal
calprotectin testing helps to distinguish
between IBD and irritable bowel
syndrome7 with the aim of reducing the
need for invasive investigations. It has a
low specificity for IBD. 

Testing for faecal calprotectin should
not be carried out if bowel cancer is
suspected or the diagnosis of IBS 
is unlikely, for example in those with
weight loss, rectal bleeding, nutrient
deficiency, nocturnal diarrhoea, perianal
inflammation or sepsis. These patients
should be referred for investigation or
specialist opinion. NSAIDs should be
stopped for four weeks before testing. 

DIAGNOSIS
NICE quality standards for IBD suggest
that a delay in assessment and diagnosis
in those suspected of having IBD may
be associated with complications and a
negative effect on quality of life and
therefore that the interval from referral
to specialist assessment should be no
more than four weeks.8

More urgent assessment or even
emergency admission may be needed 
in those with severe symptoms or
complications. 

Diagnosis of IBD involves endoscopy
and biopsy. Histology may not be
available – for example in small bowel
Crohn’s disease – and in this situation,
typical radiological appearances help
make the diagnosis. 

Colonoscopy allows a diagnosis of
ulcerative colitis and Crohn’s disease of
the colon to be made and the extent of
inflammation to be assessed, which in turn
helps guide treatment, see figure 1, p19. 

Small bowel involvement in 
Crohn’s disease can be assessed by 
MR enterography, small bowel barium
meal/follow-through or capsule

endoscopy according to local availability
and practice. 

Complications of Crohn’s disease, 
for example intra-abdominal abscess
formation or intestinal obstruction
caused by stricturing, may be best
assessed by initial CT scan. 

TREATMENT:
ULCERATIVE COLITIS 
Because of the relapsing and remitting
nature of IBD, treatment requires phases
to induce and then maintain remission.
Some agents can be used in both
phases of treatment. 

Treatment to induce remission in
ulcerative colitis depends on the extent
of disease and its severity,2 see table 3,
opposite.

Acute severe ulcerative colitis should
be regarded as a medical emergency
and requires admission to hospital for
assessment and intensive intravenous
corticosteroid therapy. 

Fluids and blood transfusion may 
be necessary. Prophylaxis against
venous thromboembolism is essential. 
If patients do not settle rapidly on this
regimen, escalation to treatment with
ciclosporin or infliximab may be
necessary. Approximately 20% of
patients with acute severe ulcerative
colitis do not settle with medical therapy
and require colectomy.9

Maintenance of remission
Aminosalicylates are the mainstay of
maintenance treatment. Once daily
dosing helps improve adherence and 
is as effective as split dose regimens.
There is a small risk of nephrotoxicity
and so patients should have renal
function checked while on these
medications.

Thiopurines are used for patients with
steroid-dependent disease – defined as
a requirement for two or more courses
of systemic steroids in 12 months.
Following a severe flare of symptoms,
the risk of a further severe flare is high
and azathioprine would normally be
used to try to prevent this.7

In the UK, azathioprine (which is
subsequently metabolised to
mercaptopurine) is usually used initially
and mercaptopurine may be used in
those who are intolerant of azathioprine.
Prior testing of thiopurine methyl
transferase status is essential to avoid
life-threatening severe leukopenia that
may occur in 1:300 patients. Ongoing
blood monitoring, particularly for milder,
and usually reversible, leucopenia is also
essential.7

Crohn’s disease
Abdominal pain
Diarrhoea
Weight loss

Moderate 
•Stool frequency 
4–6 in 24 hours
•No pyrexia
•No tachycardia
•ESR ≤30mm/hr
•No anaemia

Severe
•Stool frequency  ≥ 6 in 24 hours
plus one or more of:
— Pyrexia (>37.8°C)
— Tachycardia > 90 bpm
— ESR ≥ 30mm/hr
— Anaemia


