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Mutations in Bcl/10 are very rare in colorectal cancer
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Summary Bcl10is a recently identified gene reported to be involved commonly in human malignancy (Willis et al (1999) Cell 96: 1-20). To
investigate whether it is frequently mutated in colorectal cancer we have analysed a series of 132 colorectal cancers and eight colorectal
cancer cell lines for mutations in Bc/10. One feature of the Bcl10 gene is that it harbours two polyadenine tracts. These repeating elements in
genes can be prone to a high rate of mutation if there is defective mismatch repair. To examine the possibility that Bc/10 may be preferentially
mutated in mismatch repair-deficient cancers, 49 of the tumours and cell lines were known to be replication error (RER)-positive and, of these,
ten were from individuals harbouring germline mutations in hAMLH1 or hMSHZ2. No pathogenic mutations were detected in the tumours and
only one mutation was found in the colorectal cancer cell lines. These results indicate that Bc/10 is unlikely to be involved in the pathways of
colorectal carcinogenesis.
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1999). To investigate wheth@cl10 is commonly involved in DNA was then precipitated with sodium acetate and ethanol

; . following phenol—chloroform extraction.
colorectal carcinogenesis we have analysed 132 colorectal adeno- gp

carcinomas and eight colorectal cancer cell lines for mutations.
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MATERIALS AND METHODS The search for mutations in each of the three exonBchfo
was performed using conformation-sensitive gel electrophoresis
Tumour specimens (CSGE). For the paraffin-embedded carcinomas, the full coding

Paired blood and tumour specimens were collected from 135€quence oBcl10 was amplified by five different PCR reactions
. ) . . . using published primer sequences (Willis et al, 1999). CSGE was
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eaction Dye Terminator Cycle Sequencing Kit and the ABI377
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both the region of the genes in which almost all som@ti¢0o
mutations had been reported and the polyadenine tracts in the
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RESULTS AND DISCUSSION found that CSGE can detect all small insertions and deletions and
90% of single-base substitutions, and that SSCP can detect about

One interesting feature of th//0 gene is that it harbours two 809 of all small-scale mutations. Confirmation of the efficiency
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