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ABSTRACT Objective: To determine the difference in the gene expression between human buccal mucosa cancer (BMC) and
tongue cancer (TC). Methods: cDNA chip was used to detect the mRNA of cancer tissue from 5 BMCs and 5 TCs. After profile bloted
and handled by bioinformation, the gene expression of these two kinds of lesions was examined. Results: Using the BioStarH-40 profile,
503 different expression of genes were found. The rate of different genes was 12.9%, of which the exprssion of 274 genes increased(69
genes significantly increased) and 229 genes decreased (54 genes significantly decreased ) in BMC tissue than that in TC. Conclusions:
The gene expression of BMC and TC was different, which may contribute to the different biological behavior of these two kinds of lesions.
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Table 1 Chip detection of gene expression profile differences between BMC and TC
Cy5/Cy3
Gene classification Decreses Increases
<0.25 0.25~0.5 2~4 >4
Oncogene and anti-oncogene 8 25 18 7 33 25
Ion channel and transporting protein 0 2 1 0 2 1
Cell cycle proteins 3 8 14 5 11 19
Stress response protein 0 3 1 0 3 1
Cytoskeleton and mobile protein 7 17 14 5 24 19
Cell apoptosis-related genes 3 12 13 4 15 17
DNA synthesis and repair gene 3 11 14 0 14 14
DNA binding proteins 6 20 17 8 26 25
Cell surface receptors 1 8 9 2 9 11
Immune-related 9 25 18 4 34 22
Cell signalling molecules 13 31 22 10 44 32
Metabolism-related 8 22 16 4 30 20
Protein synthesis and translation 2 5 0 1 7 1
Development-related genes 1 2 3 0 3 3
Other genes 5 14 15 4 19 19
Total 69 205 175 54 274 229
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