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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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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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