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AdC, chimpanzee adenovirus serotype 68; Ag, antigen; BTLA, B- and T-lymphocyte attenuator; CTLA-4, cytotoxic
—— a-PD-1 alone T-lymphocyte-associated protein 4; gD, glycoprotein D; HBV, hepatitis B; HPV, human papillomavirus; HVEM,

. herpes virus entry mediator; ICS, intracellular cytokine staining; LIGHT, lymphotoxin-like, exhibits inducible
gD-AdC —l— gD'AdC vaccine alone expression, and competes with herpes simplex virus glycoprotein D for HVEM, a receptor expressed by T

: _ : _ _ lymphocytes; mAb, monoclonal antibody; MHC, major histocompatibility complex; PD-1, programmed cell death
vaccine Last 3 . gD AdC vaccine + a-PD-1 protein-1; PD-L1, programmed death-ligand 1; SD, standard deviation; SEM, standard error of mean.
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