PSARIink - hydrophilic monodisperse polysarcosine drug-linker platform for ADCs
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« ADC exposure increases as a function of PSAR length up to 12 monomer residues, eventually reaching a point where further PSAR extension has little influence
on the clearance rates of the conjugates (Figures A and B). In accordance with their observed hydrophobicity, ADC-PSARO and ADCPSAR12L show unfavorable
PK characteristics. At equal length, PSAR more efficiently improves clearance rates when compared to PEG.

* At a 2.5 mg/kg dose, complete tumor regressions were only observed for conjugates having low clearance rates (ADC-PSAR12 and ADC-PSAR18 - Figure C).
ADCs having unfavorable (ADC-PSAR12L) or suboptimal (ADC-PSARG6 and ADC-PEG12) clearance profiles were only able to promote delayed tumor growth

breast cancer or NCI-N87/SCID gastric cancer xenografted
mouse models. ADCs were dosed once intravenously and
tumor volume was monitored over time.

» Proof-of-concept studies of the PSARIink ADC platform is still running, with in vivo efficacy and tolerability assays currently
ongoing.

» Mablink is developing two ADC drug candidates (preclinical stage) that are based on the PSARIink drug-linker platform.




