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« Immuno-STAT variants bearing PET-active nuclei provide the first instance of antigen-specific
CD8* localization in vivo, suggesting diagnostic and prognostic capabilities.

* Localization of the Immuno-STAT scaffold in the disease tissues is highly significant, as it
affords opportunities for antigen-selective restimulation in the target tissue, which may be
critical for the efficacy of antigen-specific immunotherapeutic strategies for cancer and
infectious diseases.
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