Isolation and characterization of a promising anti-PD-1
antibody to treat cancer
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1.Phage display, panning, screening and selection of candidates in PD-1/NFAT Reporter-Jurkat cells
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estroy Cancer cells. : : : 5 E Fig.14. In vitro PD-1:PDL-1 binding blocking assay.
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C9 also promoted expression of Interferon gamma in a mixed lymphocyte : - 2000 1
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Fig.9. Evaluation of transfection supernatants. A B C . inding to dog PD -1
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The 6 clones, when converted to 1gG4 format, had their names changed (See table).An ELISA binding to
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The first of these is the CHO-K1 line that constitutively expresses human PD-L1 = 50 000 . . E o ey also did not show evidence of having affinity with related molecules of the
and a T cell receptor (TCR) activator. The second of these is the recombinant o . N oo same PD-1 family such as ICOS, CD28 and CTLA-4. In addition, it was possible
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elements located upstream of the TATA promoter. Therefore, NFAT stimulation Y0000 0000 000 9 @ 20000000 Ge0 00 lymphocytes with allogeneic dendritic cells, this being what is expected for
can be monitored by measuring luciferase activity, which was detected in the Fig.12. Competition o;gannlnti-PD-l antibodies. I an antibody that has the capacity to block the union with its natural ligands,
Spectramax equipment by means of emitted luminescence. A) Competition for the binding of PD-1 with its ligand PD-L1, IMF. B) Competition for the binding of PD-1 making it a promising candidate to develop for immunothera pYy.
with its ligand PD-L2, IMF
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