LTX-315: A first-in-class oncolytic peptide that reshapes
the tumor microenvironment
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melanoma) were amplified and sequenced using the
ImmunoSeq platform by Adaptive Biotech. Multiplex PCR
was used to amplify the rearranged TCR3b sequences from
sample DNA (VD] region).

intravenously with CAELYX alone (8mg/kg), or with LTX-315 in
combination with CAELYX. CAELYX is liposomal doxorubicin.
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