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Monoclonal antibody SF-25 recognizes a 125-kDa glycoprotein highly expressed on the cell
surface of a transformed human cell line (FOCUS cells). Using the avidin-biotin complex
method, we examined the expression of SF-25 antigen in colorectal adenoma, carcinoma, and
normal mucosa. All cases of advanced colorectal carcinoma (#=11), both well-differentiated
(n=5) and moderately differentiated (%2=6), expressed SF-25 antigen. All 27 cases of
intramucosal adenocarcinoma expressed SF-25 antigen. In 31 cases of colorectal adenoma,
positive staining was observed in 7 of 12 cases with mild dysplasia and 17 of 19 cases with
moderate dysplasia. No morphologic differences were found between SF-25-positive and SF-
25-negative samples of mildly and moderately dysplastic colorectal adenomas. No samples of
normal colon mucosa (#z=34) or hyperplastic polyp (z=7) were positive for SF-25 antigen.
These results suggest that monoclonal antibody SF-25 is highly specific for tumorous lesions
of the colon and rectum. Furthermore, the SF-25 antigen is expressed at an early stage of
cellular transformation and the level of SF-25 antigen progressively increases as the malignant
potential of the cell increases.

(Tokyo Jikeikai Medical Journal 2002 ; 117 : 63-9)
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Table 1
. X Numbers of Immunostaining pattern

Histological grade positive stain (%) cytoplasmic (%)  membranous (%)
advanced Ca. 11/11 (100)

well diff. 5/5 (100) 4/5 (80.0) 1/5 (20.0)

moderately diff. 6/6 (100) 6/6 (100) 0
intramucosal Ca. 27/27 (100)

high grade Ca. 19/19 (100) 10/19 (52.6) 9/19 (47.4)

low grade Ca. 8/8 (100) 6/8 (75.0) 2/8 (25.0)
adenoma 25/31 (80.6)

moderate dysplasia 17/19 (89.4) 8/17 (47.0) 9/17 (53.0)

mild dysplasia 8/12 (67.0) 1/8 (12.5) 7/8 (87.5)
hyperplastic polyp 0/7 (0)
normal mucosa 0/34 (0)




66 IHES

. The specimen which contains adenocar-

cinoma and normal mucosa. The area of
adenocarcinoma showed strong positive
staining, but no staining was observed in
normal tissue area.
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