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TNG260 + pembrolizumab is active in STK11-mutant KRAS wild-type
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doses of TNG260 plus pembrolizumab had a median PFS of 29 weeks in dose escalation (n=5), a marked
improvement over the SOC PFS.
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TNG260 alters the microenvironment of STK11-mutant cancer, reversing

Patient demographics : :
immune evasion

NSCLC with confirmed RECIST PR (-69%)
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Sex (96)—emate 1(13) 8(47) 3(50) 6(60) 3(43) 21 (44) Dose TNG260 Dose TNG260 Dose TNG260 m WKS compares tavorably to ocetaxel (11-16 wks)
Male 7(88) 9(53) 3 (50) 4 (40) 4(57) 27 (56) @ Pre-treatment NSCLC —&— Pre-treatment, non-lung * TNG260 80 mg QD is well tolerated with on-target AEs including cytopenia and fatigue.
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Prior PD-1/PD-L1 Y, 5 (83 9 (90 4(100 8 (80 7100 33 (89 e N s C2D1 (3 weeks TNG260 monotherapy): +130% with new lesions (PD) . . N . . . . o .
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No 6(75) 9 (53) 4 (67) 9 (90) 7(100) 35 (73) o . _ o Treated through radiographic progression at C10D1 (26 weeks) with continued clinical benefit
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Ot.her tumor type.s included anal, Ce_rVICal’ endometr.|al, head and neck, melanoma, ovarian, rectal, and carcinoma of unknown spectrometry of FFPE tissue. (B) PD-L1 TPS was determined by IHC with PD-L1 (22C3). (C) CD3+, CD8+ T cells were quantified in tumor P P yp Nie et al., Oncoimmunology, 2021
primary. One patient was enrolled with each of the prior tumor types. regions defined by H&E. (D) NSCLC patient treated with 80 mg TNG260. Tissue was profiled for PD-L1 and T cell infiltration by multiplex

immunofluorescence. Ricciuti et al., JTO, 2022
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