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Background

Mucosal-dominant pemphigus vulgaris (mPV) is an autoimmune blistering disease mediated
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« Transient clinical improvements are observed in some subjects; effects on anti-DSG3 antibody titer in cohorts Al to A3 are variable
» A3 dose (5x 108 DSG3 CAAR* T cells) is 10-15-fold lower than the A5 dose (5-7.5 x 10° DSG3 CAAR™ T cells) and 20-30-fold lower than the highest planned cohort dose

« DSG3-CAART persistence in cohort A4 approaches the lower end of the range observed with anti-CD19 CART therapy plus lymphodepletion for B cell malignancies, providing rationale to

evaluate:
» Higher doses to increase in vivo presence of DSG3-CAART
« Manufacturing enhancement designed to increase product potency and trafficking to tissue where the target B cells reside
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Figure 3. Infusion Product Characterization. (A) CAAR transduction efficiency (median 53%, range 39.1% - 68.3%),
measured by flow cytometry and defined as the percent of CD3* cells in the infusion product that are DSG3 CAAR*. (B)
Flow cytometry of CD4 and CD8 CAAR* T cells in the infusion product. The ratio of CD4.CD8 CAAR* T cells in the
infusion product (median 3.3, range 0.6-7.8) reflected a similar CD4 predominance in the apheresis product. (C)
Representative cytotoxicity assay against GFP* anti-DSG3 surface immunoglobulin-expressing Nalm-6 target cells
DSG3 CAAR™ effector T cells in the infusion product. Curves plot the number of GFP* target cells present (+ standard
deviation) over 120 hours at effector to target cell ratios ranging from 0:1 to 5:1. (D) Flow cytometry of DSG3-CAAR* T
cells expressing CCR7 and CD45RA in the infusion product. Data show the percentage of DSG3-CAAR* T cells that are
Tey (CD45RA-CCRT7), Tgyra (CD45RA*CCRTA), Ty (CD45RA-CCRT*), and Ty (CD45RA*CCRT7Y).
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