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Colorectal cancer in IBD
·Patients with IBD are at increased risk for CRC

·The risk is related to the duration and extent of the 
disease

·The mortality in patients diagnosed with CRC in IBD 
is higher than for sporadicCRC

·No large controlled trials have proven that surveillance 
reduces mortality, but it recommended by AGA,ACG 
and ASGE





Pathogenesis
·Different than for sporadic CRC:
·The mean age is lower (40 to 50 versus 60 years)

·Dysplasia can be found at distant sites from the cancer 

·Mutations in the RASprotooncogene are present in 40 to 60 % 
of sporadic CRC and an earlyevent but  are less  in CRC of IBD
and in late event

·Loss of heterozygosity for the p53 gene and srcactivation occur 
earlier in CRC of IBD 



CRC risk in UC

·Cancer risk:5.5 -13.5 % in population based study

·Younger age make the relative risk more than 3 times

·Confirmatory studies from Sweden (SIR 4.1), Denmark 
(SIR 3.10), Greece, Germany, & Japan (SIR 9.93) 

·Karlen P, et al. Am J Gastroenterology 1999;94:1047-52



Crohn's disease and CRC

·The risk of CRC in longstanding  CD involving the 
colon is comparableto UC

·The risk is greater in patients who were less than 30 

·CRC in CD is observed in a similar time frame as in 
UC

·CD accounts for a small proportion of CRC (colectomy 
early in the course of disease )



Difference of UC and CD

·CRC in UC is most common in the rectum and 
sigmoid colon 

·CRC in CD is distributed between the right colon and 
rectosigmoid

·Synchronoustumors are much more common in IBD 
than in sporadic CRC (12% versus 3 to 5% )



Who is at Risk?
·UC and CD

·Extensive disease ( proximal to splenic flexure or more than 30% of 

colon, risk was significantly increased in those with extensive or pancolitis )

·Long duration of disease ( > 7y)

·Young age at symptom onset 

·PSC ( right colon, role of bile acids and protective effect of 
UDCA)

·Chronic inflammation ( significant correlation between the 

severity of inflammation as assessed by histology)



New markersfor detection of CRC

·Sialosyl-Tn is a mucin-associated carbohydrate antigen 
that may presage the development of dysplasia and CRC by 
several years 

·Allelic deletions and point mutations of tumor suppressor 
genes, as p53,Rb,mcc and APC have been found in 
dysplastic and cancerous UC

·changes in nuclear DNA content are detectable earlier than 
histologic signs of premalignancy 

·the predictive value of aneuploidy is uncertain



·Until further data are available , 
evaluation for dysplasia 
remains the standard for cancer 
surveillance programs in IBD



Newer endoscopic thechnic for dysplasia 
detection

·Current practice: >32 random biopsies throughout 
colon

·Chromoendoscopy

·Narrow band image

·Auto fluorescence 

·Confocal  endomicroscopy



Chromoendoscopy

·Topical application of stains or pigments to improve 
tissue localization, characterization, or diagnosis 
during endoscopy ,several agents have been described:

·Absorptive (vital) stained 
·methylen blue

· Lugol

·Contrast (reactive) stains
· congored

· phenol red

· Indiago carmine

·Tattooing



Chromoendoscopy

·Comparedto other  modalities, such as fluorescence 
spectroscopy, fluorescence endoscopy, and optical 
coherence tomography, it is: 

·widely available

·Simple

·Quick

·Inexpensive

·safe








