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<& Programmed death 1 (PD1) is up-regulated in activated T and B lymphocytes, also Tablel. The evaluation of UMAB199’s specificity on 148 FFPE human tissue samples by IHC.

present on activated myeloid lineage cells such as monocytes, dendritic cells and NK cells.
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Figure 2. UltraMab Development Procedure
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Small-scale
clinical IHC test

1. We developed a monoclonal antibody UMAB199 with ultra-specificity against
PD1 protein.

2. UMAB199 demonstrated superior performance on IHC application.

3. UMAB199 also works for flow cytometry & western blot, and can recognize
mouse PD1. But it can not block the binding between PD1 and PDL1.
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1. Antibody generation: Antibodies to PD1 were generated by immunizing Balb/c mice
with a purified full length human PD1 protein expressed in HEK293T. Enriched B
cells from immune animals were fused to myeloma SP2/0 myeloma cells (ATCC) to

generate hybridomas using standard techniques. Single clones were obtained by A. WB B. Flow cytometry. C. UMAB199 react with mouse PD1.

limiting dilution assays through 3 rounds screening and subcloning, and then O&@Q\, " 251 coll e . 2937 cell line References
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2. IHC: IHC staining was performed on 4-um thick paraffin tissue sections. Briefly, de- 130 — S | M ond Ab: antibmouse | J)ﬁ‘ Red: | Mouse PD1+UMAB199
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120 degree for 2.5 min in a high pressure cooker. Slides were incubated in primary s — [ 1. DaVI_d_F. McDermott et al. PD-1 as a potential target in cancer therapy. Cancer
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