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Target Immuno onCOIOQy p_anel (Ohnk’ Boston, MA) in pre and pOSt treatment B . regions positive for both MAGE-A4 and HLA Class I. HLA, human leukocyte antigen; MAGE-A4, melanoma-associated antigen A4;
serum samples from 68 patients L M - Majority of patient biopsies showed relatively greater density of CD4+ and CD8+ T-cells, mIF, multiplex immunofluorescence; MRCLS, myxoid/round cell liposarcoma; SD, stable disease; TCR, T-cell receptor
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« Images reveal relatively greater detection of activated cytotoxic T-cells (CD3+, CD4+,
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Afami-cel induces broad peripheral immune responses

» Serum analyses showed significant post-treatment responses in markers
associated with multiple pathways, including cytokine signaling and gene
expression, eg, interferon gamma (Figure 1A), programmed cell death and signal
transduction, eg, granzyme B (Figure 1B)
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¢ Generally, SVS patients with Ionger PFS showed greater fOId'Change in MCP- (A) RNAseq expression data from pre-infusion MRCLS and SyS tissue samples showing adaptive immune, innate immune, and cytokine signaling pathways. (B) Post infusion over baseline fold change in RNAseq expression for analysis of microenvironment * RNA Sequencm.g and serum analySIS has eh:JCIdat_ed 5_0me key mSIths into bIOIOglcaI
defined immune cells after afami-cel infusion (Figure ZB), consistent with re|ative|y cell populations in tissue samples. BOR, best overall response per RECIST v1.1; GSVA, gene set variation analysis; HLA, human leukocyte antigen; IFN, interferon; MRCLS, myxoid/round cell liposarcoma; PD, progressive disease; PFS, progression-free pathway activation, that encourages further investigation
greater spatial protein detection of pro-immune infiltrate (Figure 3) survival; PR, partial response; RECIST, Response Evaluation Criteria in Solid Tumors; RNAseq, RNA sequencing; SD, stable disease; SLD, sum of longest diameters of target lesions; SyS synovial sarcoma
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