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[HIV/SHIV+ cells] Furthermore, trifunctional anti-HIV-1/anti-CD3/anti-TIGIT and —anti-PD-1 were strategies to eliminate infected

shown to increase antigen-specific CD107a degranulation, levels of granzyme cells in HIV infected individuals.
B, cytokine release by CD8 T cells, which could potentially underlie the observed
increase in the killing capability of CD8 T cells.



