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Background Clinical Trial Schema Results (cont.) Results (cont.)
Human Papillomavirus (HPV) cancers are uniquely Figure 1: Schema for phase Il Clinical Trial of PDS0101 with the standard of care treatment for locally advanced Figure 3: The CD69 activation in CD8 T cells increases throughout the treatment (A), cytotoxic Granzyme B (CD8) Figure 6: TCR clonality (A) does not change throughout
antigenic with a ubiquitous and essential expression of the cervical cancer expression peaks at the T4 (B), while IFNg is decreased in T3 and increased at T4 and T5 (C). treatment. T cell diversity is highest (B) at the following
viral proteins E6 and E7. Radiation therapy (RT) is brachytherapy.
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16 € 6.7 %) Eligible patients had high-risk locally advanced cervical cancer with squamous cell cancers with positive nodes and/or o-lr——T—T11 o1 0.0 T—T——¢—T—1— 10T T2 T TR 10T T2 T8 BT
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Number of PDS0101 received
5 6 (66.7 % _ . . . .
3 3E33_3 %i « Given PDS0101 subcutaneously in conjunction with chemoRT on days -14, 7, 28, 49, and 170 for a total of 5 doses
Histopathological t d i . . . . . -
~ Wel-dfforontisied 0(0.0%) (Figure 1). o _ o _ o | | Figure 4: Copies of ctHPV16 DNA in plasma increase in T1 and T2, then dropped at Conclusion
Moderately-differentiated 3(33.3%)  Evaluated the safety and toxicity profile of delivering PDS0101 in combination with standard-of-care chemoRT in
[ymphovascular spave Tvasion 0 (86.7 %) patients with locally advanced cervical cancer. | |
Yes 2 (22.2 %) « Assessed oncologic outcomes in patients with locally advanced cervical cancer treated with PDS0101 in combination not tested >  100000- . Seventeen of the planned 35 patients have enrolled in the
o 3333 H with chemoRT. R TN . S - = R B - no data o study. To date, nine patients have completed treatment.
FIGO stage ﬂ « Assessed on TO, T1, T2, T3, T4, , T5 for HPV16-specific immune responses by the following methods: PoSO3 data avaable @ 10000 . T + Toxicity attributable to PDS0101 included self-limited Grade
:l }HH .;f;g o Measure CD8+ tumor-infiltrating lymphocytes (TILs) from cervical brush samples using markers of T cell POSOS 0 T 1 and 2 local injection site reactions in 7 patients (3 Grade 1
L 5 (66.6 %) activation (CD69, Granzyme B, IFNg). eS0T a 1000 and 4 Grade 2). | |
Clinical node-positive 222 %) o Circulating tumor HPV DNA (ctDNA) in peripheral blood PoS10 _EI ¢ . All patients have more than 60% of shrinkage of tumor size
F’Dsith{e 9 (100.0 %) o Compare intratumoral T-cell receptor (TCR) diversities - 100 - e T at mid-MRI ( . Flgure 2A) Four out of 5 patlents have
Froaiment response al VR 20.0%) Q@ ol & more than 90% treatment response.
DuttJI-DpItimal mig H Results S 10 - poe 1 ol |°® . Eight of 9 patients enrolled on IMMUNOCERYV demonstrated
e i 4% O ‘ ° | let CR) on PET at T5 (Figure 2B)
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PR RS Figure 2: A. Waterfall plot showing reduction in tumor volume from baseline GTV to mid-MRI GTV; B. Recurrence-free- T 11— One patient without cancer recurrence died of cardiac event.
Survival Status Al - TO T1 T2 T3 T4AT4B T5 . The CD69 expression suggests that CD8 T cells are
. survival, C. Overall survival. _ _ _
Allve 8 (88.9 %) : : activated through the treatment (Figure 3A), and cytotoxic T
Dead 1(11.1 %) timepoint _ _ ’
cell expression peaks at the (Figure 3B). On the other
hand, IFNg expression suggests that CD8 T cell contracts in
Ethics Approva| A B. C. Figure 5: Time course of expansion of cytotoxic CD8 T cells and decline of ctDNA throughout the treatment and expands in T4 and T5 (Figure 3C).
Recurrence free survival Overall survival - Increased ct HPV16 DNA in plasma at T1 and T2 tumor cell
. g 1007 death due to PDS0101 (T1) and chemoRT (T2),(Figure 4).
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