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The development of resistance iIs a common reason for therapy failure, and ways to overcome resistance a significant area of continual research. Peptide receptor radionuclide therapy (PRRT) for
neuroendocrine tumours (NET) Is now routine, however cures remain rare, as some NET patients are inherently resistant to PRRT, while most develop resistance after initial success. We hypothesise
that resistance to PRRT Is a manifestation of a general radiation resistance phenotype, mediated through enhanced recognition and repair of radionuclide-induced DNA damage, rather than simply
loss of the PRRT target (in this case, the somatostatin receptor type 2 (SSTR2). The Aims of our research are therefore:

1: To identify genes that may contribute to the development of resistance to PRRT
2. To identify genes that play a role In sensitivity to PRRT
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