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We identified DECZ as one of the direct transcriptional targets of GLI1, a downstream
transcription factor of Hedgehog signaling pathway, via CACCC-box-like elements
localized between -1126 and -1117 in the DECZ2 promoter. We also showed that one of the
mismatch repair gene MLH1 was down-regulated by GLI1-induced DEC2. We propose
the possibility that Shh-GLI1-DEC2 pathway represses MLH1 expression and could
enhance gene alteration and genomic instability in pancreatic carcinogenesis.
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