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Diagnostic Guideline of Ulcerative Colitis

Chang Hwan Choi, M.D.*, Sung Ae Jung, .D.", Bo In Lee, M.D."
Kang Moon Lee, M.D. T , Joo Sung Kim, M.D.} Dong Soo Han, M.D. ”, and
IBD Study Group of the Korean Association of the Study of Intestinal Diseases

Department of Internal Medicine, Chung-Ang University College of Medlcmeyr Ewha Womans University
College of Medicine f, The Cathollc University of Korea College of Medlcme , Seoul National University
College of Medicine’, Hanyang University College of Medicine”, Seoul, Korea

Ulcerative colitis is a chronic inflammatory disorder causing mucosal inflammation of the colorectum with crypt
abnormality on biopsy. It affects the rectum and a variable extent of the colon in continuity. Ulcerative colitis is
characterized by a relapsing and remitting course. It arises from an interaction between genetic and environmental
factors, but the precise etiology is unknown. The incidence and prevalence in Korea are still low compared with
those of Western countries, but have increased in recent years. There are many challenging issues on the diag-
nosis of ulcerative colitis, and sometimes these lead to differences in practice between clinicians. Therefore, IBD
Study Group of KASID set out the Korean diagnostic guideline of ulcerative colitis. The diagnosis is based on
clinical, endoscopic, radiologic, and histologic criteria. The symptoms are dependent upon the extent and severity
of disease and most commonly include bloody diarrhea, rectal bleeding, and/or urgency. The systemic symptoms
of malaise, tachycardia, fever, or weight loss are features of a severe attack. The laboratory findings may reveal
leucocytosis, thrombocytosis, iron deficiency anemia, hypoalbuminemia, and elevated erythrocyte sedimentation rate
and C-reactive protein indicating severe disease activity or chronicity. For the elimination of infectious causes, mi-
crobial investigation with stool specimens should be performed for common enteric pathogens including assays for
Clostridium difficile toxin, and sometimes for amoeba or other parasites. The most typical endoscopic features are
continuous, confluent, and concentric colonic involvement proximal to the anal verge. Endoscopic severity may be
best well reflected by the presence of mucosal friability, spontaneous bleeding, and deep ulcerations. Typical
pathologic findings are composed of widespread crypt architectural distortion (cryptitis, crypt abscess, and crypt
atrophy), heavy, diffuse lamina propria cell infiltration, and basal plasmacytosis. (Korean J Gastroenterol
2009;53:145-160)
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Table 1. Levels of Evidence and Grades of Recommendation Based on the Oxford Center for Evidence Based Medicine

Evidence
Di i The .
levels (EL) iagnostic study erapeutic study
la Systematic review (SR) with homogeneity of level 1 Systematic review (SR) with homogeneity of randomized

diagnostic studies

1b Validating cohort study with good reference standards
Ic Specificity is so high that a positive result rules in the
diagnosis or sensitivity is so high that a negative

result rules out the diagnosis

controlled trials (RCTSs)
Individual RCT (with narrow confidence interval)
All or none

2a SR with homogeneity of level >2 diagnostic studies SR (with homogeneity) of cohort studies

2b Exploratory cohort study with good reference standards  Individual cohort study (including low quality RCT; e.g.,
<80% follow up)

2c “Outcomes” research; ecological studies

3a SR with homogeneity of 3b and better studies

3b Non-consecutive study; or without consistently applied

reference standards

SR with homogeneity of case-control studies
Individual case-control study

4 Case-control study, poor or non-independent reference Case-series (and poor quality cohort and case-control
standard studies)
5 Expert opinion without explicit critical appraisal, or based Expert opinion without explicit critical appraisal, or based

on physiology, bench research or “first principles”

on physiology, bench research or “first principles”

Recommendation grades (RG)

Consistent level 1 studies

gaQw >

Consistent level 2 or 3 studies or extrapolations from level 1 studies
Level 4 studies or extrapolations from level 2 or 3 studies
Level 5 evidence or troublingly inconsistent or inconclusive studies of any level
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Table 2. Truelove and Witts’ Score for Clinical Severity of
Ulcerative Colitis'*
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Table 3. Mayo Score; Ulcerative Colitis Disease Activity Index (Range 0-12)*

Variables/Score

Criteria

Streaks of blood with stool less than half the time
Obvious blood with stool most of the time

Mild disease (erythema, decreased vascular pattern, mild friability)
Moderate disease (marked erythema, absent vascular pattern, friability, erosions)
Severe disease (spontaneous bleeding, ulceration)

Stool frequency 0 Normal number of stool
1 1-2 stools more than normal
2 3-4 stools more than normal
3 =5 stools more than normal
Rectal bleeding 0 No blood seen
1
2
3 Blood alone passed
Findings of proctosigmoidoscopy 0 Normal or inactive disease
1
2
3
Physician’s global assessment 0  Normal
1 Mild
2 Moderate
3 Severe
© 7% A tasd: UCDAI 3-5
@ FS% #AU%A dtiA<d: UCDAI 6-10
® % Aok diAd: UCDAT 11-12
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