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: Tarlatamab (Genetical Recombination)
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BT BTN, B2 — AR Al EARRME 7 v —F AHUER (scFv-scFv’-scFe) TH D, 1~
201 FHITHT NV ZERY 57 R 3 (DLL3) HFUAD AIZEES (scFv) , 248~496 #F HI3$t CD3e HLil D Al
(scFv’) , 501~982 F Hitkt k IgG1l b > ¥, CH2 #B, CH3 AU > —% /A LTk hIgGl Dk
THR, CH2 #B, CH3 #f& ik Siniz 1 A8 Fc KAA > (scFe) 1ZHKL, 6 EDT I /i) E i
(R572C, N577G, V582C, R827C, N832G, V837C) XL TW5b. X /T X~ 7%, CHO MIMIZ LY FE
EInd. ZNTE<TIX, BMEDT I JBBIREN LR DX LRI ETHD.

Tarlatamab is a recombinant single-chain bivalent bispecific monoclonal antibody (scFv-scFv’-scFc) composed of
anti-delta-like ligand 3 (DLL3) antibody variable region (scFv) at positions 1 — 241, anti-CD3¢ antibody variable
region (scFv’) at positions 248 — 496, and single-chain Fc domain (scFc) in which human IgG1 hinge, CH2 and CH3
regions are connected via a linker with human IgG1 hinge, CH2 and CH3 regions at positions 501 — 982. In the scFc,
amino acid residues are substituted at 6 positions (R572C, N577G, V582C, R827C, N832G, V837C). Tarlatamab is

produced in CHO cells. Tarlatamab is a protein consisting of 982 amino acid residues.
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