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PTCV DRIVES NEOANTIGEN-SPECIFIC RESPONSES THAT ARE DETECTED IN
BLOOD

GNOS-PV02 GENERATES NEOANTIGEN-SPECIFIC, CD8+ AND CD4+ ANTI-
TUMOR RESPONSES

ABSTRACT

Background: Tumor-specific neoantigens can be identified from cancer biopsies and used to develop personalized therapeutic
cancer vaccines (PTCV) to prime neoantigen-specific T cell responses. Here, we characterized the antitumor neoantigen-
specific reactivity of tumor-infiltrating, high-frequency TCR clones in a patient treated with personalized therapeutic DNA
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Figure 1: A) Manufacturing process for personalized DNA vaccines. Needle-to-needle has been achieved in as low as 6 weeks and can be
regularly achieved in 6-8 weeks. B) Clinical Trial design.
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Figure 3: A) Significant T cell clonal expansion in 14/14 (100%) of subjects in both peripheral blood and tumor as evaluated by differential abundance statistical
framework (Adaptive Biotechnologies, immunoSEQ®). Overall significant increase in B) cumulative frequency and C) absolute clone numbers of expanded clones in
the tumor pre- vs post-vaccination (week 9) per patient. D) TCR clonality reports the distribution of TCR rearrangements in a sample, where O indicates an even
distribution of frequencies and 1 indicates an asymmetric distribution.

CONCLUSIONS

« GT-EPIC™ personalized vaccines containing up to 40 neoantigens can be designed, manufactured, and administered
successfully in as short as 6 weeks allowing concurrent start with anti-PD1 in 2nd line HCC.

« GNOS-PV02 + INO-9012 in combination with pembrolizumab achieved an ORR (mITT) per RECIST 1.1 of 29.2%
(7/24) in the first 24 patients of the GT-30 trial (2 CR/ 5 PR). The disease control rate (DCR) was 54.2% (13/24).

* Patients treated with GNOS-PV02 + INO-9012 in combination with pembrolizumab had new T cell clones in blood
following vaccination, with new clones comprising up to 1% of the peripheral T cell repertoire.

* Most newly detected and expanded T cell clones trafficked into the tumor, representing newly detected TILs
following treatment. Neoantigen-specific T cell responses were reported in 19/22 (86.4%) evaluable patients.

* Engineered TCRs identified from high-frequency T cell clones in tumor post-treatment, respond to peptides encoded
in the vaccine.

« GNOS-PVO02 + INO-9012 presents an unremarkable safety profile with no treatment-related SAEs.
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