A Hypoimmune Pluripotent Stem Cell Platform Enabling Vascularized Cellular
Therapeutics for Catastrophic Extremity Injury
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. Figure 6. ICAM-1 binding integrin ligand expression on T cells and assessment of T cell alloreactivity. (A) Peripheral Blood mononuclear cells (PBMCs) were isolated from Leukopaks (B) Representative flow cytometry plots Days Post-Injecti
Fundlng: NIH NHLBI R56HL 1651 89, NIH NIAID 75N93021 COOOO4, showing LFA-1 (CD11a/CD18) and MAC-1 (CD11b/CD18) expression on CD3* T cells within isolated PBMCs. T cells were identified by gating on CD3* events, and surface expression of the ICAM-1 binding B2 integrins LFA-1 and Figure 8. 2D and 3D neutrophil transmigration. (A) Overview of the transwell assay used to measure aabeiates
: : ; : MAC-1 was assessed within this population. (C) Highly purified CD31*CD144* PSC-ECs were co-cultured with HLA-mismatched PBMCs containing alloreactive T cells for 6 days. Control conditions included PBMCs cultured alone neutrophil migration across TNFa activated PSC-EC monolayers toward chemotactic (FMLP) gradient. (B) . . .
NIH NHLBI UO1HL1 34764, WIS(.)OHSIn Alumni Rese.arCh Foundation (VVARF) (negative control) and PBMCs stimulated with anti-CD3/CD28 activator (positive control). (D) Alloreactive T cell activation was quantified by flow cytometric analysis of CD8* T cells expressing the activation markers CD38 and CD69. Quantification of transmigrated neutrophils. (C) Representative image of transmigrated CD66b* neutrophils AR 1_0' i i en_graftment o IQAM'1 LY = AE. Rhelleepissing B ene ICAM'1 K_O PSC'EC_S were
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