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[ABSTRACT] Wnat signal transduction pathway plays a verv :mporiant role :a embrvonic development, and its abnormality
may lead to developmental defects and cellular maiigriant tre rsformation. It has been shown that disturbances of the Wnt sig-
nal transduction pathway wer. significantly relatzd to human necplastic transformation. The core mechanism of the pathway
abnormality was the accumu'ation ci free B-catenin protein in the cytoplasm and nucleus resulting in the expressions of specific
target genes by downstream pathway. This paper reviews the composition and structural character, transduction and regula-
tion of the Wnt signal pathway and its relation with human tumorigenesis.
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