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Cancer Type \|

Breast 122
Esophageal 21
Non-small Cell Lung 61
Small Cell Lung 2
Melanoma 5
Mesothelioma 8
Ovarian 10
Renal 15

Other 20

Total 254

The category Other includes endometrial (1), colon (3), gastric (1), lymphoma (2),
nasopharyngeal (1), pancreatic (2), plasmacytoma (2), prostate (1), urachal (1), urothelial
(1) and origin unknown (5).
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LCls, lower 95% confidence interval; UCys, upper 95% confidence interval.
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Targets = Functional mechanism

R-2HG FTO Blocking FTO/MYC/CEBPA pathways and anti leukemia Preclinical 53,
study 113-115]

FB23 FTO Inhibiting the m6A demethylase activity of FTO Preclinical 116]
study

FB23-2 and its FTO Up-regulating ASB2 and RARA expression and down-regulates MYC expression Preclinical 117

analogue 13a study

CS1/CS2 FTO Selectively binding FTO and inhibiting its demethylase activity Preclinical 118,
study 119]

GNPIPP12MA FTO Targeting leukaemia primordial cells and inducing ferroptosis Preclinical 120!
study

SsD FTO Direct targeting of FTO increased methylation of the m6A RNA Preclinical 121
study

STM2457 METTL3 Direct binding to the METTL3 enzyme and consequent inhibition of its activity Preclinical 49]
study

STM3006 METTL3  Stimulating cells to induce endogenous interferon responses by forming dsRNA Preclinical 122,
study 123]

CWI-2 IGF2BP2 Direct binding to the KH4 structural domain of IGF2BP2 competitively inhibits the binding of Preclinical 124]

IGF2BP2 to m6A-modified target RNAs study
JX5 IGF2BP2 Inhibiting the binding of IGF2BP2 with NOTCHI1 deactivates NOTCHI signaling. Preclinical 125]

study
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Identifier endpoint
dMMR-MSI-H NCT02563002 i Pembrolizumab versus standard-of-care chemotherapy PFS, OS, ORR

NCT02060188 I Nwoluma?n + ipilimumab or daratumumab or anti- ORR

LAGS3 antibody

NCT03026140 )i Nivolumab + ipilimumab + celecoxib Safety

NCT01876511 11 Pembrolizumab ORR

NCT02060188 1T Nivolumab + ipilimumab PFS, OS, ORR
PMMR-MSI-L NCT02888743 1T Duvalumab (PD-1) + Tremelimumab (CTLA-4) ORR

NCT03007407 11 Duvalumab (PD-1) + Tremelimumab (CTLA-4) ORR

NCT03104439 1T Nivolumab (PD-1) + Ipilimumab (CTLA-4) DCR

NCT04030260 11 Nivolumab (PD-1)+Regorafenib (Multikinase) PES

NCT02060188 I Nivolumab (PD-1) + Ipilimumab (CTLA-4) ORR

+Cobimetinib (MEK)

NCT02788279 I Atezohzun-mb (PD.-L.I)+Cob|melm|b (MEK) + 08, PES, OR
Regorafenib (multikinase)

NCT01633970 1 Atezolizumab (PD-L1)+Bevacizumab (VEGF) AEs, DLTs, MTD

PES, progression-free survival; OS, overall survival; ORR, overall response rate; PD-1, programmed cell death 1; CTLA-4, cytotoxic T-lymphocyte-associated protein 4; DCR, disease control rate;
DLTs, dose-limiting toxicities; AEs, number of adverse events; SAEs, number of serious adverse events; PD-L1, programmed cell death-Ligand1; MTD, maximum tolerated dose
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