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Introduction

Urokinase plasminogen activator receptor (UPAR) is a component of the plasminogen system, contributing
to diverse biological processes including fibrinolysis, cell adhesion, and cell migration. Increased uPAR
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Figure 3. Generation and characterization of mouse primary uPAR CAR T cells. (A) A mouse uPAR CAR construct was transduced into Jurkat cells carrying fluorescent reporters for the NFAT (left) three rounds of a serial cytotoxicity assay, while TGF3 SRR- CAR iT cells rapidly lose cytolytic activity after one round of co-culture with target cells. (I) CXCR2+ CARiT cells exhibit significantly
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expressing mouse UPAR (B) with no observable response to human uPAR or other nonspecific activity (C). Sword and Shield edits.
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