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H VEGF-A-L #4
DIQLTQSPSS LSASVGDRVT IT?SASQDIS NYLNWYQQOKP GERAPKVLIYF

1
TSSLHSGVPS REFSGSGSGTD FTLTISSLOP EDFATYYCQQ YSTVPWATFGQ

GTKVEIKRTV ARPSVFIFPP SPEQLKSGTA SVV?LLNNFY PREARVQWKY

-
DNALQSGNSQ ESVTEQDSKD STYSLSSTLT LSKADYEKHK VY ACEVTHQG

LSSPVTKSEN RGEC

$1 Ang2-1. £4
SYVLTQPPSV SVAPGQTARIT T?GGNNIGSK SVHWYQQKPG QAPVLVVYDD

1
SDRPSGIPER FSGSNSGNTA TLTISRVEAG DEADYYCQVW DESSDHWVEG
GGTKLTVLSS ASTKGFSVFEFR LAPSSKSTSG GTAALGELVK DYFPERVTVS
WNSGALTSGV HTFPAVLQSS GLYSLSEVVT VPESSSLGTQT YICNVNHKPS

NTKVDKRVEP KsC

1 VEGF-A-H #
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LVKDYFPEPV TVSWNSGALT SGVHTFPAVL OSSGLYSLSS VVTVPSSSLG

TOQTYICNVNH KPSNTKVDKK VEPKSCDKTH TCPPCPAPEA AGGPSVFLEP

PKPRDTLMAS RTPEVT?VVV DVSHEDPEVEK FNWYVDGVEV HNAKTKFREE

1
QYNSTYRVVS VLTVLAQDWL NGKEYKCKVS NEKALGAPIEK TISKAKGQPR
EPQVYTLEPC RPELTKNQVS LWCLVKGEYF SDIAVEWESN GOPENNYKTT
PPVLDSDGSE FLYSKLTVDK SRWOQGNVFES CSVMHEALHN AYTQKSLSLS

PGK



#1 Ang2-H
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LTLSKADYER HKVYA&EVTH QGL3SPVTKS FNRGECDKTH TCPPCEPAPEA
AGGPSVELFP PKPKDTLMAS RTPEVT?VVV DVSHEDPEVK FNWYVDGVEV
HNAKTKFPREE QYNSTYRVVS VLTVLAQDWL NGKEYK&KVS NEALGAPIEK
TISKAKGQPR EPQVCTLEPS RDELTENQVS LSCAVKGFEYP SDIAVEWESN
GCQPENNYKTT PPVLDSDGEF FLVSKLTVDK SRWOQOQGNVES CSVMHEALHN
AYTQKSLSLS PGK
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%. PL VEGF-A-H #{¢ 240, 241, 259, 316, 335, 360, 372 RN 441 FR DT I /@RI F 2N Ala,

Ala, Ala, Ala, Gly, Cys, Trp KU Ala iZiB¥EZ N T\ 5. P Ang2-H S50 250, 251, 269, 326, 345, 365,

382, 384, 423 RUN4SI FEHOT I/ MIREIZ £ EN Ala, Ala, Ala, Ala, Gly, Cys, Ser, Ala, Val &
VAR ICERENTWD, 77 Vo~ TiE, FrA ==X LAF—IIBRMRI L VEESAL, 77
VT, AS3IRDT I BERREE B2 AU VEGF-A-H 8{ (y1 80 1A, 214 OT I BEE B 2 A5
VEGF-A-L # («#) 14, 463 M7 I /BRI L2 55 Ang2-H#l Gl 88) 1 ARU 213 07 2/
PR B 50 Ang2-L 8 Oy $8) I R CHREN 28 Z o308 (DT R 149000) ThHD.

Faricimab is a recombinant bispecific humanized monoclonal antibody composed of complementarity-determining
regions derived from mouse anti-uman vascular endothelial growth factor A (VEGF-A) antibody and human anti-
human angiopoietin 2 (Ang2), framework regions and human IgG1 constant regions in which the anti-Ang2, CL
domain in L-chain and CH1 domain in H-chain are exchanged each other. In the anti-VEGF-A-H-chain, the amino
acid residues at position 240, 241, 259, 316, 335, 360, 372 and 441 are substitated by Ala, Ala, Ala, Ala, Gly, Cys, Trp
and Ala, respectively. In the anti-Ang2-H-chain, the amino acid residues at position 250, 251, 269, 326, 345, 365, 382,
384, 423 and 451 are substituted by Ala, Ala, Ala, Ala, Gly, Cys, Ser, Ala, Val and Ala, respectively. Faricimab is
produced in Chinese hamster ovary cells. Faricimab is a glycoprotein (molecular weight: ca. 149,000) composed of an
anti-VEGF-A-H-chain (y1-chain) consisting of 453 amino acid residues, an anti-VEGF-A-L-chain (x-chain) consisting
of 214 amino acid residues, an anti-Ang2-H-chain (y1-k-chain) consisting of 463 amino acid residues and an anti-

Ang2-1.-chain (A-y-chain) consisting of 213 amino acid residues each.



BiES 301-5-BS
JAN (BA&R4n) - 7 3 == 7HiReR
JAN (F  #4) : Asciminib Hydrochloride

" | P * HCl
= .
T LN
= 0
o” ol

C20H13CIF,NsO3 « HCL

N[d(7 B a P70 A hF )T w26 [BR)3-E FEF L Em U P ralA A]5(H-E T — /13-
A NVEY D3 AR LT IR —HEE

N-[4-(Chlorodifluoromethoxy)phenyl]-6-[(3R)-3-hydroxypyrrolidin-1-y1}-5-(1H-pyrazol-3-yl)pyridine-

3-carboxamide monchydrochloride
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Avalglucosidase alfa is a glycoengineered alglucosidase alfa analog (molecular weight: ca. 124,000) which is
oxidized and its average of 5-9 N.acetylneuraminic acid portions are chemically modified to 5-acetamido-
3,5,7-trideoxy-7-[( E}-(2-0x0-2- {2-[4-({ O-(6-O-phosphono-u-D-mannopyranosyl)-( 1 —2)-0-0-D-mannopyranosyl-
(1—6)-0-0-D-mannopyranosyl-(1—6)-0-[ O-(6-O-phosphono-u-D-mannopyranosyl)-(1—2)-0-a-
D-mannopyranosyl-(1—3)]-B-D-mannopyranosyljoxy)butanoyl]hydrazinyl} ethox y)imino] -B-L-arabino-

2-heptulo-2,6-pyranosylonic acid groups.
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(4R)-4-(2-Chloro-2,2-difluoroethyl}-1-{ [2-(methoxymethyl)-6-(trifluoromethyl)imidazo[2,1-5][1,3 4 Jthiadiazol-5-
yl]methyl} pyrrolidin-2-one
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Concizumab is a recombinant humanized monoclonal antibody composed of complementarity-determining regions
derived from mouse anti-human tissue factor pathway inhibitor (TFPI) monoclonal antibody, human framework
regions and human IgG4 constant regions, whose amino acid residue at position 229 in the H-chain is substituted by
Pro. Concizumab is produced in Chinese hamster ovary cells. Concizumab is a glycoprotein (molecular weight: ca.
149,000) composed of 2 H-chains (y4-chains) consisting of 448 amino acid residues each and 2 L-chains (x-chains)

consisting of 219 amino acid residues each.

¥ OJAN DA OB, BE L LTHRELE LR,



il 2

TR0 F 7 A 3 BEERLFER 0703 55 4 SEASBHEEE - AiEHERER S EEY S ERmoNR

1L
i

i
(RN 2)
BaEs  29-4-Bl4
JAN (BA%) @ 22U A7 (EEFEKR)
JAN (& 4) : Nemolizumab (Genetical
Recombination)
(HE)

Y X7, BETMRE e MeE s ya—F
MR TH Y, <72 b v & —uw A F231

REMWE ) 7 u—F APUROHA RS, v 7
LA D— 78R b 1gG2 DEEHNL A,

H #6500 135, 137, 141, 142, 223, 268, 355 & 419
ERO7 I VBRI E NN Ser, Lys, Gly,

Gly, Ser, GIn, GiIn & G @I TEY, CFE
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Nemolizumab is a recombinant humanized monoclonal
antibody composed of complementarity-determining
regions derived from mouse anti-human interleukin-31
receptor antibody, human framework regions and human
Ig(G2 constant regions. In the H-chain, amino acid
residues at position 135, 137, 141, 142, 223, 268, 355 and
419 are substituted by Ser, Lys, Gly, Gly, Ser, Gin, Gin
and Glu, respectively, and Gly and Lys at the C-terminus
are deleted. Nemolizumab is produced in Chinese
hamster ovary cells. Nemolizumab is a glycoprotein
{molecular weight: ca. 147,000) composed of 2 H-chains
{y2-chains) consisting of 445 amino acid residues each
and 2 L-chains {k-chains) consisting of 214 amino acid

residues each.
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Nemolizumab is a recombinant humanized monoclonal
antibody composed of complementarity-determining
regions derived from mouse anti-human interleukin-31
receptor antibody, human framework regions and human
1g(G2 constant regions. In the H-chain, amino acid
residues at position 134, 136, 140, 141, 222. 267, 354 and
418 are substituted by Ser, Lys, Gly, Gly, Ser, Gln, Gln
and Glu, respectively, and Gly and Lys at the C-terminus

are deleted. Nemolizumab is produced in Chinese
hamster ovary cells. Nemolizumab is a glycoprotein
(molecular weight: ca. 147,000) composed of 2 H-chains
(v2-chains) consisting of 445 amino acid residues each
and 2 L-chains (k-chains) consisting of 214 amino acid

residues each.
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