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Study on the expression status of CEA gene family in cancer and surrounding normal t
issue and on the interaction between cancer and normal mesenchymal cells.
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Of the CEA family genes, CEACAM1 was the most depressed expression in the oral squ
amous cell carcinoma (0SCC)-derived cell lines. CEACAM1 expression in clinical samples detected strong sig
nal in normal epithelium and very weak signal in tumor. There is a significant inverse correlation between

signal intensity and tumor size/stage. Expression vector including cDNA of CEACAM1 was constructed and tw
0 OSCC derived cell lines were transformed by the vector, and transformant indicated CEACAM1 suppresses th
e growth and invasion of the tumor. Then, co-culture of the tarnsformant and normal fibroblasts was perfor
med, resulting in the increased expression of CEACAM1 in fibroblasts. The decreased expression of the repr
esentative genes, CCND1, CDNK1, MYC, of the Wnt signaling pathway was observed in the co-cultured fibrobla

sts. Suppressing possibility was suggested tumor growth might be suppressed by CEACAM1 expressed from the
surrounding normal tissue cells.
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Correlation between CEACAM1 ion and clinical classi ionin OSCCs

Results of immunostaining:
No. patients (%)

CEACAM1 CEACAM1

Clinical classification _ Total (=) (+) Pvalue*
Age at surgery (years)
<60 33 25(76) 8(24)
260,<70 24 15(63) 9(37) 0.16659
270 21 12(57) 9(43)
Gender
Male 52 33(63) 19(37) 039576
Female 26 19(73) 7(27)

T-primary tumor

Tl 6 4(67) 2(33)
T2 32 16(50) 16(50) 0.02251
T3 18 14(78) 4(22)
T4 22 18(82) 4(18)
TI1+T2 38 20(53) 18(47) 0.00974
T3+T4 40 32(80) 8(20)

N-regional lymph node

NG 50 34(68) 16(32) 0.73852
N) 28 18(64) 10(36)
Stage
1 4 3(75) 1(25)
11 14 5(36) 9(64) 0.03678
I 16 10(62) 6(38)
v 44 34(77) 10(23)
I+1I 18 8(44) 10(56) 0.02258

m+1v 60 44(73) 16(27)

Histopathologic type

Well differentiated 45 28(62) 17(28)
Moderately 28 21(75) 7(25) 047431
Poorly differentiated 5 3(60) 2(40)

Tumor site

Tongue 38 27(71) 11(29)
Gingiva 24 14(58) 10(42) 042663
Oral floor 8 5(62) 3(38)
Buccal mucosa 8 6(75) 2(25)

“P<0.05 was considered significant
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