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Endoscopic Molecular Imaging of Barrett"s carcinoma
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We aim to make an endoscopic diagnosis system of Barrett"s carcinomas or
precancerous lesions by using a molecular Imaging in this study.

Cases of Barrett"s carcinomas are limited, so we carried out basic research using the colon cancer
cells, which are relatively easy to collect,at first. The EGFR is exposed high frequency in colon cancer,
we dicided to use the EGFR for the target of molecular imaging. We have established the method of EGFR
molecular imaging of colonic cancer.We apply same method for Barrett"s carcinoma. However, EGFR
expression is not necessarily high in Barrett®"s carcinoma, imaging in the EGFR has been difficult. The
new molecular target of Barrett"s carcinoma is required, we are advances the current continue to study.
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