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[ Abstract] Objective: To explore mRNA and protein expression of FZD3 receptor for WNT signaling
pathway in colorectal cancer ( CRC) cell lines and tissue and its clinical significance. Methods: Nor-
mal colorectal cell line CCD18-Co, colorectal cancer cell line SW480 and colorectal cancer cell line
SW620 were selected in this study. The differentially expressed genes in colorectal cancer cell lines
and normal colorectal cell line were screened by WNT signaling pathway PCR array, and FZD3 gene
was chosen to validate the overexpression in CRC cell lines by using Tagman PCR assay. Meanwhile,
FZD3 protein expression profile was also detected and compared between colorectal cancer tissue, ade-
noma tissue and adjacent normal tissue. Results; Compared with normal colorectal cell line CCD18-
Co, nineteen genes up-regulated their expression in CRC cell lines SW480 and SW620, of which
FZD3 gene expression was up-regulated by 195 and 105 folds in SW480 and SW620, respectively. I-
dentification results showed compared with normal colorectal cell line CCD18-Co, FZD3 mRNA up-reg-
ulated its expression in SW480 and in SW620 by 820 folds and 622 folds, respectively. Immunohisto-
chemical results showed that the expression of FZD3 protein in colorectal cancer tissue was 100% , the

expression in colorectal adenoma was 88% , and the expression in the adjacent normal tissues was only
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17.5% . There was a 6. 6-fold up-regulation of FZD3 protein expression in CRC tissue compared with

in adjacent normal tissue (P <0.01). The high expression of FZD3 protein was significantly correlated
with the TNM staging of colorectal cancer (P <0.005). Conclusion: FZD3 may play a role in CRC

tumorigenesis and development as a potential oncogene.

[ Key words] FZD3 gene; WNT signaling pathway; colon; cancer; PCR array; immunohistochemis-

try; TNM staging
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1 T8 E QIAGEN 23 +],

112 4iffdkk A28 K7 9 4 i bk SW480,
SW620 FIIEH K i 41 g #k CCD18-Co M 3K F & [
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Fig.2 Expression of FZD3 protein in colorectal carcinoma and colorectal adenoma
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