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In this article (p.240, MDM4 Inhibition section, second paragraph), the drug name of Aileron stapled peptide ‘ALN-6924’ was
incorrectly cited (as ‘ALN-6942’). This mistake was due to human error. The conclusions of the review are not affected and the authors
apologize for this error.

The corrected text is shown below:

Dual MDM2–MDM4 inhibitors from the class of stapled-peptides are being avidly developed. Stapled-peptides are based on chemical
‘stapling technology’ that introduces a hydrocarbon linker between two non-adjacent amino acids in a peptide (Bernal et al., 2010)
and consequently increases robustness in biological systems. The stapled α-helical peptide ALRN-6924 from Aileron Therapeutics is
a dual inhibitor that has equal binding potency for MDM2 and MDM4 and is currently in clinical trials in a wt p53 setting (Carvajal
et al., 2018), where it is well tolerated and showing early indications of antitumor efficacy in hematological and solid malignancies
(NCT02264613, NCT02909972; Tisato et al., 2017). Clinical trials were established on its success in preclinical models. An example
of its pre-clinical success is in acute myeloid leukemia models (AML), where MDM4-FL is overexpressed. ALRN-6924 efficacy was
attributed to its cell membrane penetrance capability, together with its high affinity for both MDM2 and MDM4, which frees p53 to
selectively inhibit cancer cell growth inhibition, while sparing from general toxicity (Carvajal et al., 2018).
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