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« Both transduced CD4*CD8* and CD4-CD8* ADP-A2M4CD8 T-cells
demonstrate this profile, and products manufactured with AKTi
contain a greater proportion of cells within the novel “ADP-
A2M4CDB8-specific” subset (Figure 1 E-J)

A: UMAP embedding following unsupervised analysis of afami-cel and ADP-A2M4CD8 TCR T-cell transcriptional profiles showing transduced CD4-CD8* T-cells only. Color intensity scale represents level of GZMA gene
expression. B-D: UMAP embedding of afami-cel and ADP-A2M4CD8 (transduced CD4-CD8"* T-cells shown) divided by manufacture process, which evolves from ex vivo expansion in a Xuri bioreactor (B) to ex vivo expansion
ina G-Rex bioreactor (C) to ex vivo expansion in a G-Rex bioreactor with the inclusion of an AKTI (D). AKTi, AKT inhibitor; GZMA, granzyme A; TCR, T-cell receptor; UMAP, uniform manifold approximation and projection
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of the cells produced

G-Rex bioreactor expansion in the presence of an AKTi produces cells with a less cytotoxic gene expression profile and a
delay before they reach peak cytolytic potency, which may reflect a less differentiated state

Infusion of TCR T-cells with a less cytotoxic gene expression profile does not prevent the broad anti-tumor activity observed
with ADP-A2M4CD8 in the SURPASS clinical trial, and may correspond with robust post-infusion proliferation and beneficial
persistence characteristics

Footnotes and abbreviations used in

text

AKTi, AKT inhibitor; GEP, gene expression profile; GZMA, granzyme A; MAGE-A4,
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