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(C) Analytical HPLC-SEC was performed on purified protein and demonstrated >95% homogeneity.
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in vivo through a singular molecular
framework.

» To develop CUE-100 series biologics, core
components were engineered to target via a
peptide-HLA complex (pHLA), directing the co-
stimulatory molecule (MOD) activity to
disease-associated T-cells.

» The affinity of Interleukin 2 (IL-2) for its
receptors was modified to reduce interaction
with non-target cells while maintaining
stimulatory activity (MOD attenuation). gG1 Fe

« Manufacturability was confirmed by
determination of production and yield following
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