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Glioblastoma (GB) remains the most fatal brain tumor i | [ cedians.

characterized by a high infiltration rate and treatment ‘:d"l:E ﬂ'i’t.b'i’f Mutations in receptor tyrosine
resistance. The median survival is approximately 14 osimertinib | | thozent A~ kinases (RTKs) and aberrant
months and less than 10% of patients living longer oy | | i Silotinlh. activation of their intracellular
than 5 years from diagnosis. New treatment strategies oorars || pazopanio amatinte | [ Saoating signalling pathways have been
are urgently needed and the future is THERANOSTICS. :i:t‘:gi ) Zd:tzb T gf:gb ;\2%1345 linked to malignant
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molecular imaging with targeted therapy using the \_Symoos )\ 2ot ) volitnib ) \pazopanib ) regorafenib |\ dasatinib ) \TPFMHTTT development of a new generation
same agent. The theranostic agent thereby o T " o TR Feveer IR extracellular of drugs that block or attenuate
investigates the presence of a certain target on the -u‘ ——— RTK  activity. Overexpression
tumour cells of the patient while the therapeutic ‘ —~— ! and/or mutation of RTKs is
version of the agent (commonly a radioactive common in GB, and therefore
derivative) binds to the same target and induces PI3K/Akt/mTOR Ras/MAPK/ERK receptor tyrosine kinase
tumour cell death by emitting radiation,. pathway v I pathway inhibitors (RTKIs) have been
investigated to improve the
\ v dismal prognosis of GB in an
a particles s — effort to evolve into a
- . L . personalized targeted therapy
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e Diagnostic radionuclide (e.g. ®3Ga, 8F)
e Therapeutic radionuclide (e.g. *’/Lu)
e Theranostic radionuclide (e.g. *311)

radionuclide therapy agents
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