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Why distinguish between ulcerative 
colitis and Crohn's disease? 

DANIEL RACHMILEWITZ. MD 

IT IS IMPORTANT TO DISTINGUISH BETWEEN ULCERATIVE CO

iitis and Crohn's disease because they differ in their clinical 
course, in their complications and, thus, in their medical and 
surgical management. C rohn's disease may affect any part of 
the gastrointestinal tract from the mouth to the anus while 
ulcerative colitis affects only the colon. Therefore, there is a 
point in distinguishing between these two diseases, mainly in 

patients with colonic involvement. The etiology of both ulcer
ative colitis and Crohn 's disease is not yet known. Infectious, 
immunologic, genetic, environmental, allergic and psycho
genicetiologic factors have been suggested but none has been 
proven, so far. Most probably, the re is no one common etiol
ogy to account for both diseases, but elucidation of the etio

logic factor may pave the road to more satisfactory treatment. 
In the last decade much effort has been devoted to research 

on the pathogenesis of che inflammatory response in inflam
matory bowel disease. The possible role of several soluble 

mediators was suggested. It is not surprising that in all in
stances, when tested, the same mediators were found to be 
involved in the pathogenesis of ulcerative colitis and Crohn's 
disease. The colonic generation of eicosanoids - proscaglan

dins and leukotrienes - was shown to be enhanced in the 
active phase of both diseases ( l). Colonic interleukin- I gen
eration is stimulated to the same extent in both diseases (2). 
Platelet activating factor production tested, so far only in 
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ulcerative colitis, was found to be stimulated (3) and there is 

no reason co assume chat in Crohn's disease its production 
should not be stimulated. 

The establishment of the mediators involved in the patho
genesis of both diseases elucidated the mechanism most prob
ably responsible for the therapeutic efficacy o f the drugs used 
at present. Because in both d iseases the same mediators are 
involved, it is not unexpected that similar medical strategics 
are employed. Steroids, which inhibit the formation of all 
mediators. are the most effective agents to control a flare-up. 
Sulfasalazine and its active moiety, 5-aminosalicylic acid 
(5-ASA). also affect the formation of a ll mediators known at 
present and, thus, are effective in the control of mild to mod
e rate, active ulcerative colitis and in the maintenance of 
ulcerative colitis in remission. 

As sulfasalazine is cleaved to its two components only in 
the colon and because the therapeutic effect of its active moi
ety, 5-ASA is topical, there is no point in using it in Crohn 's 
disease patients without colonic involvemen t. The develop
ment of oral enteric coated slow-release forms of 5-ASA. of 
5-ASA azo linked to nontoxic vehicles and of 5-ASA dimers 

that are split by intestinal bacteria, provides the excess of free 
topical 5-ASA to involved segments in the ileum as well as in 

the colon. Preliminary data from a double-blind study indi
cate that 5-ASA is superior to placebo in preventing relapses 

in Crohn's disease patients. Controlled trials on the efficacy 
of 5-ASA in the handling of active Crohn's d isease arc now in 
progress and their results still pending. 

It is important to distinguish between the two d iseases when 

the possible use of immunosuppressive drugs is raised. These 
drugs have been shown , in Crohn's disease, to have steroid 
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sparing effect, to heal enteric and perianal fistula and amelio
rate other featu res of the d isease ( 4). ln ulcerative coli Lis they 
may have steroid sparing effects, though this has never been 
properly proved. Metronidazole is another example of a drug 
shown to heal perianal lesions in Crohn 's disease and to be 
beneficial in the general management of Crohn's colitis and 
ileocolitis (5), but has no effect in ulcerative colitis. The two 
diseases also d iffer with respect to the effect of nutritional 
therapy. Parenteral nutrition has a valuable adjunctive role in 
handling obstruction. fistu lization and malnutrition in Crohn's 
disease. Enteral nutrition with elemental diet is also effective 
in certain Croh n's disease patients, whereas none of these 
regimens hm, any benefit in ulcerative colitis. 

Another important reason for distinguishing between 
C rohn 's colitis and ulcerative colitis is whenever surgery has 
to be considered. In general, surgery is performed in Crohn's 
disease only because of complications as, unfortunately, after 
resections and especially fo llowing anastomosis, Crohn 's dis
ease usually recurs. In ileitis, the recurrence is usually proxi
mal to the anastomosis and, in colitis, on either side of the 
anastomosis. There is a steady rise in the cum ulative post
operative incidence of recurrence with every passing year fol
lowing surgery (6). On the other hand, in ulcerative colitis, 
total colectomy guarantees cure and the disease will never 
recur in any other part of the intestine. Wi th the latest develop
ment of sphincter saving operations, which allow more nat
ural defecation, ulcerative colitis patients have an attractive 
option to rid themselves of the disease, not only because of 
severe comp11cations, such as perforation or bleeding, but also 
in case of medical intractability. 

It was previously believed that there is increased incid ence 
of cancer in ulcerative colitis but not in Crohn's d isease. How
ever, it is now apparent that there is a lso increased incidence 
of gastroin testinal cancer in C rohn's disease patients (7). Two-
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thirds of the cancers in Crohn 's disease occur in grossly d is
eased segments of the bowel and the remaining third in 
uninvolved parts along the gastrointestinal tract. increased 
incidence of squamo us cell carcinoma in the anus and vulva 
have also been reported (7). Although still in dispute, many 
recommend and perform colonoscopic surveillance for dyspla
sia in patients with longstanding ulcerative colitis. Experience 
is not uniform but u p to 50% association of occult malig
nancy with high grade dysplasia has been reported (8). Sur
veillance for dysplasia in Crohn 's colitis is not popular yet, 
but increased index of suspicion is h ighly recommended. 
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