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Dysplastic area in ulcerative Colitis.
Endoscopic resection or total colectomy?

G. Kitis, T. Maris

The incidence of colon cancer is increased in ulcera-
tive colitis (UC). It is estimated to occur in 1 of 333 to 1
of 400 patient-years. Approximately 18% of patients with
an intact colon may develop colon cancer after 30 years
of disease.' Factors associated with an increased risk in-
clude long duration of colitis, extensive colonic involve-
ment, primary sclerosing cholangitis, a family history of
colorectal cancer and, according to some studies, early
disease onset and more severely active inflammation.”

One of the main objectives of physicians in patients
with UC is to detect neoplasia at a surgically curative
and preferably preinvasive stage, i.e., dysplasia. Gastroin-
testinal dysplasia is defined microscopically as replace-
ment of the native intestinal epithelium by an unequivo-
cally neoplastic, but as yet noninvasive, epithelium. As
such, it is synonymous with the term “intraepithelial ne-
oplasia”, widely used in other organ systems.

The histological classification of dysplasia in IBD is:
negative for dysplasia; indefinite for dysplasia; and pos-
itive for low-grade dysplasia (LGD) or high-grade dys-
plasia (HGD).

Dysplasia is classified macroscopically as elevated or
flat depending respectively on whether or not it corre-
sponds to an endoscopically visible lesion. Elevated le-
sions, conventionally referred to by the acronym DALM
(dysplasia associated lesion or mass), span a broad spec-
trum that includes single and multiple polyps, bumps,
plaques and velvety patches. Such lesions can easily be
camouflaged among the varied gross inflammatory ab-
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normalities commonly encountered in colons with IBD,
making their endoscopic detection a daunting challenge
even for experienced practitioners.?

Flat dysplasia is only detected microscopically in ran-
dom biopsy specimens from unremarkable mucosa. Its
detection therefore depends critically on adequate sam-
pling of the mucosa by the endoscopist, that is obtaining
2-4 biopsy specimens every 10 cm of diseased bowel.
Chromoendoscopy with magnifying endoscopes can en-
hance the detection of flat and even raised dysplasia
during colonoscopy.

The critical therapeutic question is: Which is the most
appropriate approach for a UC patient when dysplasia
of any grade is found during surveillance colonoscopy
(endoscopic resection and surveillance or total cole-
ctomy)?

Traditionally, if high grade dysplasia was found in any
area (flat or DALM), the only treatment approach was
total colectomy. If low grade dysplasia was found in a
DALM lesion colectomy was also recommended.** The
same recommendation also applied to flat multifocal low
grade dysplasia, whereas for flat unifocal low grade
dysplasia only surveillance was recommended.” Howev-
er Bernstein suggests total colectomy for a definite flat
low grade dysplasia of any type.’

It is important to emphasize that no surveillance pro-
gramme rules out the risk of cancer. Only a total colec-
tomy removes the neoplastic mucosa and the residual
mucosa that is at risk for developing neoplasia. This re-
moves both cancer risk and cancer fear.

Recent studies have suggested that, conservative en-
doscopic management is also a reasonable option for
dysplasia, when it is found in an “adenoma-like” polyp.
These polyps are endoscopically indistinguishable from
sporadic sessile adenomatous polyps, i.e., discrete and
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ovoid or round, completely resectable by the endoscope,
and not surrounded by flat dysplasia. Such lesions have
long posed a dilemma for endoscopists who were famil-
iar with the DALM concept but reluctant to advocate
colectomy for what appeared to be inocuous lesions and
possibly nothing more than fortuitous adenomas. His-
tology has not provided a reliable means of making this
distinction in individual cases, because dysplasia in the
setting of colitis and in true adenomatous polyps can be
virtually identical. As a result, the burden of deciding
whether a polyp qualifies as DALM or true adenoma
falls squarely on the shoulders of the endoscopist.

A 1999 study from The Mount Sinai Hospital report-
ed that, in patients with chronic colitis who have no dys-
plasia in flat mucosa, colonoscopic resection of dysplas-
tic polyps can be performed effectively, just as in non-
colitic colons.® Similar conclusions were reached in a
concurrent study from Brigham and Women’s Hospital
It was found that UC patients, who develop an adeno-
ma-like DALM, that resembles endoscopically and his-
tologically a sporadic adenoma, regardless of its loca-
tion (either within or outside areas of documented coli-
tis), may be treated with polypectomy and endoscopic
surveillance because of its relatively benign course.” Like-
wise Goldstein et al have suggested that, dysplastic pol-
yps found in UC patients can be removed by endoscopy
safely and effectively without resorting to colectomy, as
long as there is no other detectable dysplasia in flat mu-
cosa and complete removal can be assured (by biopsy of
adjacent mucosa and close “follow-up”).® Finally Odge
et al have suggested that adenoma-like DALM detected
in UC patients may be treated adequately by polypecto-
my with complete excision and continued surveillance.’

In conclusion, dysplasia of any grade detected in an
endoscopically nonresectable polyp or DALM or high-
grade dysplasia detected in flat mucosa are both strong
indications for proctocolectomy. Further evidence sug-
gests that the same may be true even of low-grade dys-
plasia in flat mucosa especially if it is multifocal. Howev-
er, if dysplasia of either low or high grade is detected in
a discrete adenoma-like polyp, that can be readily re-
sected endoscopically and there is no flat dysplasia im-

mediately adjacent to the polyp or elsewhere in the co-
lon, polypectomy is sufficient followed by a careful sur-
veillance programme.

The clinical application of newer molecular methods
to detect neoplasia (other than dysplasia), particularly
gene microarrays and stool DNA testing, also deserve
further study and may radically modify our approach to
the management of cancer risk in ulcerative colitis pa-
tients.
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