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Background : E-cadherin down-regulation, a frequent event during carcinogenesis, is linked with poor prognosis in
breast cancer patients. KLF4 functions as an oncogene or tumor suppressor in a context-dependent manner. Recent studies
show that KLF4 inhibits tumor progression and maintains E-cadherin expression by binding to its promoter.
SIP1, a zinc-finger protein, binds two E-boxes of the E-cadherin promoter and represses its transcription. How SIP1
represses transcription is not clearly known. It has been suggested that SIP1, bound to two E-boxes, locks a promoter which

is then less accessible for activating factors.
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