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Abstract: T cell immune receptor with Ig and ITIM domains (TIGIT), a promising new target in cancer immu-
notherapy, plays a critical role in limiting adaptive and innate immunity against tumors. The extracellular domain
of human TIGIT was used to immune BALB/c mice, and a new anti-human TIGIT chimeric antibody (c7D3) was
developed. The mice in this study were used in accordance with the international guidelines for the care and use of
laboratory animals, and the animal study was approved by the Institutional Animal Ethics Committee of AbMax
Biotechnology. The biological activity of ¢7D3 was studied. The results showed that ¢7D3 exhibited high affinity
for TIGIT and effectively inhibited the interaction between TIGIT and its ligands. Cell-based assays indicated that
¢7D3 induced strong luciferase signaling in TIGIT/CD155 signaling reporter assay and enhanced cytokine secre-
tion in a T cell stimulation assay. The data showed that ¢7D3 has high binding affinity and excellent blocking bioac-
tivity, supporting the further advancement for therapeutic application.
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Figure 1 The binding activity of hybridoma supernatants to TIGIT
(A) and the blocking activity towards TIGIT/CD155 interaction
(B) were determined by ELISA. TIGIT: T cell immune receptor
with Ig and ITIM domains
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Figure 2 Purity analysis of antibody ¢7D3 by SDS-PAGE (A) and SEC-HPLC (B). M: Protein marker (kDa); Lane 1: ¢7D3 under reducing

condition
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Figure 3 The binding activities of ¢7D3. A: Analysis of TIGIT
expression in 293T-TIGIT cell line by flow cytometry; B: Binding
to recombinant TIGIT was analyzed by ELISA; C: Binding to 293T-
TIGIT cell line was analyzed by flow cytometry. n = 3, mean +

SEM
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Figure 4 The blocking activities of ¢7D3 towards TIGIT/CD155
interaction (A) and TIGIT/CD112 interaction (B) were determined
by competition inhibition ELISA. n = 3, mean + SEM
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Figure 5 Functional assay of ¢7D3. A: The effect of ¢7D3 in a TIGIT/CD155 signaling reporter assay. Data represent a representative
experiment; B: The effect of ¢7D3 and/or anti-PD-L1 mAb on IL-2 production; C: The effect of ¢7D3 and/or anti-PD-L1 mAb on IFN-y pro-
duction. PD-L1: Programmed cell death ligand 1; mAb: Monoclonal antibody; IL-2: Interleukin 2; IFN-y: Interferon gamma. n = 3, mean +
SEM. "P<0.05,” P<0.01," P<0.001 vs respective isotype control group (IgG1). ns: No significance
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