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Development of sensitivity test for anti—cancer agents by PET
Try the imaging of P-glycoprotein in cell
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W R OBEE (3£30) : Our data indicated the possibility that two proteins (P-glycoprotein and
hCtr-1) were target protein of sensitivity test for anti-cancer agents. And we weren’t able to get
the success of making the molecular imaging drug for the proteins. We could resolve one of the
mechanism for resistance of anti-cancer drugs and release the manuscriptpublication
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