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Development of a new_treatment for colorectal cancer using the glucose
metabolism characteristics.
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Metastatic / recurrent colorectal cancer is a disease with a poor prognosis,

and the number of deaths continues to increase, and the development of more effective treatment
methods is awaited. The FDG-PET examination, which utilizes the characteristics of increased sugar
uptake in colorectal cancer, is useful for diagnosing colorectal cancer. Therefore, anticancer drugs
using FDG as a carrier are promising as therapeutic agents for colorectal cancer. Therefore, we
aimed to prepare an FDG-binding anticancer drug and examine its effect. A fluorescent reagent
directly bound to FDG was prepared and examined, but no difference of anticancer effect from other
sugar was observed. Considering that the stability of the reagent was a problem, we prepared a
fluorescent reagent in which FDG was bound to liposomes, and found that it was taken up bx cancer
cells. In the future, we would like to promote the development of new anticancer agents that utilize
this mechanism using FDG-binding liposomes.
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