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Adenosine Fingerprint Assessment AB928 inhibits growth of B16F10 melanoma in C57BL/6 mice, as single agent (A) and intravenous infusion over the course of 1 hour, resulting in 2-week trough concentration of
Adenosine Fingerprint of a given tumor sample is defined in combination with a-PD-1 mAb (B-D). Combination treatment resulted in increased [ /2 ng/mL (approximately equal to the ICqo 0f AB68O In human serum).
by MRNA levels of the enzymes involved in the generation ratios of effector-to-suppressive tumor-infiltrating leukocytes (C, D). AB928 inhibits COnCIUSiOnS
i adenosine receptor-mediated increases in pCREB in mouse blood (E). AB928, as single )
(CD39, CD/73, CD38, CD203a, TNAP) and destruction agent and in combination with doxorubicin (F) or oxaliplatin (G), inhibits the growth of The totality of the data for AB928 and AB680 (both of
(CD26, ADA) of adenosine. AUl SN G =S IES *p<0.05; **p<0.01; ***p<0.001; ****p<0.0001 B/ \which are in clinical development) indicate that 100-150
IHC Methods have been developed to detect and quantitate Human PK/PD Profile (Phase 1 Healthy Volunteers) mg once-daily oral doses of AB928 and 50-100 mg

Intravenous ABG80 every ~2 weeks should be explored
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Biochemical Methods have been developed to quantitate S I .l CL.): 1% 12% » AB928 Is being evaluated In various combination trials,
the concentration of soluble CD73 in patient plasma, as 0 4 8 12 16 20 24 Including with Doxil® (TNBC, Ovarian), FOLFOX
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well as total “AMP-ase” enzymatic activity (reflective of _ _ - | (CRC, GE), and a-PD-1 + Carbo/Pem (NSCLC, Other).
(A) Single daily doses of 10, 25, 75, 150 and 200 mg were administered for 4 consecutive

soluble CD73 and TNAP) In patient Serum. days. Steady-state plasma levels of AB928 were determined on Day 4; half life ~ 20 hrs. (See AbStl’a_lCtS #10688, 10700’_10706 & 10711, ’[hi_S meeting).
(B) Blood CD8 T-cell CREB phosphorylation in response to exogenous 5 pM NECA was « AB630 1Is currently belng evaluated In a healthy

determined by phospho-flow cytometry. volunteer Phase 1 Study.

(For more details, see: DiRenzo et al, Abs.#10513, this meeting).




