Abstract Immune checkpoint(s) expression in AML patients enrolled in a phase 1-2 study with guadecitabine
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Abstract Results
Immune checkpoint(s) blockade is becoming the therapeutic mainstay in melanoma and lung cancer. Based on Figure 1: Regulation of Immune checkpoints expression in PBMC from AML patients by guadecitabine Table 2. Clinical characteristics of selected AML patients enrolled in a phase 1-2 study with guadecitabine
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Pre-clinical In vitro Data: Real-time RT-PCR analyses for PD-1, PD-L1, PD-L2 and CTLA-4 were performed on total RNA extracted from PBMC of responders and non responders AML patients, enrolled in a Phase 1-2 study and 13.6% vs 100% of responders vs NON responders AML patients, respectively.

with guadecitabine. The scatter plots show the comparison between constitutive and the highest expression values reached, at any time points (A) or within the first cycle (B), after treatment. A phase -1l clinical study i ongoing to test guadecitabine epigenetic priming followed by CTLA-4 blockade in meta-

. Guadecitabine demethylates the promoters and induces the expression of CTAs MAGE-A3, NY-ESO-1 in cancer

.1 static cutaneous melanoma patients. The study will enroll from 6 to 19 metastatic melanoma patients. Four pts ha-
cell lines™; Table 1. Summary of Immune chekpoints expression in PBMC from responder and NON responders AML patients by guadecitabine

L - . ve been enrolled to date”.
. Guadecitabine induces tumor recognition by cytotoxic T lymphocytes.

.. : www.clinicaltrials.gov identifier: NCT02608437
Pre-clinical In vivo Data: N° patients responders = 23 PD-1 PD-L1 PD-L2 CTLA-4 N° patients NON responders=15 PD-1 PD-L1 PD-L2 CTLA-4 5

. A synergistic antitumor activity was observed when guadecitabine is combined with anti-CTLA-4 mAb?”.
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