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OVERVIEW GNTI-122 ENGINEERING IMPARTS TREG PHENOTYPE AND GNTI-122 REDUCES PROLIFERATION OF PATHOGENIC TEFFS VIA ANTIGEN-SPECIFIC STIMULATION
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same TCR, and APCs were loaded with their cognate peptide. B. The Teffs express a different TCR, and the APCs are loaded with corresponding cognate peptide. C. The Teffs specific
to 9 different cognate peptides were isolated and APCs were loaded with their cognate peptides. Suppression was calculated as follows: % suppression = ((a-b)/a)x100, where “a” is DC:Teff Ratio
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CD4* T cells were isolated via magnetic enrichment from PBMCs. The Quantification of mean fluorescence intensity (MFI) of pSTATS at across 7 concentrations of rapamycin over 8 days. All samples are and were administered with rapamycin every other day intraperitoneally
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rapamycin. The expanded cells were cryopreserved at >80% purity.
* GNTI-122 engineered from CD4 T cells, from healthy donors and T1D patient donors, exhibit stable Treg phenotype and cytokine expression.
* The pancreatic islet antigen-specific TCR of GNTI-122 enables targeted direct Teff suppression in addition to bystander and polyclonal Teff suppression.
* CISC provides an IL-2-like signal and specifically expands GNTI-122 in response to rapamycin in vitro and in vivo
* GNTI-122 overcomes the key limitations of sorted Treg cell therapy supporting further evaluation of GNTI-122 in clinical trials
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