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and could provide rationale for future clinical development of elraglusib in pts with o CO N C L U S I O N S
advanced malignancies. Additional analysis from TCRseq, immune profiling and | CXCLS | s00- | CCL7
cytokine analysis from expanded cohort of pts Is ongoing. oo T » Elraglusib (9-ING-41) shows initial evidence of clinical benefit in
o | multiple histologies and provides durable responses for some
ABSTRACT 2 o < patients
& & « Elraglusib administration Is associated with specific drug
L‘) -
o | = clonotypes even after just 1-2 doses.
e © S - Patients d trated ch i ipheral blood t
8] atlents demonstrated changes In peripnera 0040 monocyte
= . composition during therapy
7 100 -+ . . . . .
1 « Chemokines associated with cancer progression decreased during
7o St elraglusib treatment
> == CNS (7) 0- T T T T T T T T T T T T g
g E Predose Cycle 1 Day 1Cycle 1 Day 2Cycle 1 Day 4 Cycle 1 Late Cycle 2 Predose Cycle 1 Day 1 Cycle 1 Day 2 Cycle 1 Day 4 Cycle 1 Late Cycle 2
_% =+ Colorectal (31)
O 4 == Esophageal (7) : .
S 050 — Liver/GB (8) CCL22 Histolo Figure 5. Average cytokine levels
5 | - Lung (14) % across timepoints for patients in each Determinants of Elra Response in Panc. Cancer
S ~~ Melanoma (13) reas histology group
U:) == QOvarian (11) == Colorectal
. E h | . . . .
0.251 7 Pancreatic (2) 8 001 e Predicting Elra Response and Biomarkers using
> - ung . .
§ - Melanoma Machine Learning
@]
© 200 - =o=_Qvarian
0.001 { ~¢= Pancreatic * Sahin, I., Eturi, A., De Souza, A., Pamarthy, S., Tavora, F., Giles, F. J., & Carneiro, B. A. (2019). Glycogen synthase kinase-3 beta inhibitors as novel cancer treatments
r . r . r and modulators of antitumor immune responses. Cancer Biology & Therapy, 20(8), 1047—-1056. https://doi.org/10.1080/15384047.2019.1595283
0 300 600 900 1200 *  Huntington KE, Zhang S, Carneiro BA, El-Deiry WS. Abstract 2676: GSK3p inhibition by small molecule 9-ING-41 decreases VEGF and other cytokines, and boosts NK and T cell-mediated
Time (dayS) 1001 . t:ﬂ:’t?no:;glﬁgeiftlﬂteux oZrhcoeLjI?: gz:'::irrgf:aélcgezi(r)2\1/\;/8i(;s?’tF:(l:]tpﬂzz'esnr;)zjf;so_éi;i(ijr?ri;it(i)t.itisgf/ 1??)_7:: i.pr‘:t‘:lzegillgiznsazza (GSK-3) increases the efficacy of anti-PD-L1 therapy in a
murine_gmodel ’of micro:satellite’stable colore,ctal canier .(CRC); Therape.uti.c response correlates with ‘?Zellgratio:and serum cytokine profiles in _mice. Cancer xesearch. . >
Figure 1. Kaplan Meier curves for patients on the phase 1/2 1801 trial separated by T  E— ] . i " (GSK.3) hibior 2  aingle agent and cambined with chamatherapy, s patens wi rffaciory umers.J Cin Onaal 2020; 38 (b, bt 3607 -
h|St0| 0 gy gr Oup Predose Cycle 1 Day 1 Cycle 1 Day 2 Cycle 1 Day 4 Cycle 1 Late Cycle 2 . 'Il;aDyI;)rt ?Eﬁﬁ;ﬁire Jébg(lla;nctzl;ct)glgt Ilé f?;?gstaznpgr?sé iurﬁﬁﬂltﬁggfeczggyjcé%en Synthase Kinase 3 Inactivation Drives T-bet-Mediated Downregulation of Co-receptor




	Slide 1

