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5-[(2,4-Diaminopyrimidin-5-yl)oxy]-2-methoxy-4-(propan-2-yl)benzene-1-sulfonamide monocitrate
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DIQLTQSPSS LSASVGDRVT IT?SASQDIS NYLNWYQQOKP GKAPKVLIYF
TSSLHSGVPS RFSGSGSGTD FTLTISSLQP EDFATYY&QQ YSTVPWTEGQ
GTKVEIKRTV AAPSVFIFPP SDEQLKSGTA SVV?LLNNFY PREAKVQWKV
DNALQSGNSQ ESVTEQDSKD STYSLSSTLT LSKADYEKHK VYAéEVTHQG
LSSPVTKSEN RGEC
P Ang2-L 4
SYVLTQPPSV SVAPGQTART T?GGNNIGSK SVHWYQQOKPG QAPVLVVYDD
SDRPSGIPER FSGSNSGNTA TLTISRVEAG DEADYY&QVW DSSSDHWVEG
GGTKLTVLSS ASTKGPSVFP LAPSSKSTSG GTAALGCLVK DYFPEPVTVS
WNSGALTSGV HTFPAVLQOSS GLYSLSSVVT VPSSSLGTQT YICNVNHKPS
NTKVDKKVEP KSC
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EVQLVESGGG LVQPGGSLRL S?AASGYDFT HYGMNWVRQA PGKGLEWVGW
INTYTGEPTY AADFKRRFTFE SLDTSKSTAY LOMNSLRAED TAVYY&AKYP
YYYGTSHWYFE DVWGQGTLVT VSSASTKGPS VFPLAPSSKS TSGGTAALG?
LVKDYFPEPV TVSWNSGALT SGVHTFPAVL QSSGLYSLSS VVTVPSSSLG
TQTYICNVNH KPSNTKVDKK VEPKSCDKTH TCPPCPAPEA AGGPSVFLFP
PKPKDTLMAS RTPEVT?VVV DVSHEDPEVK FNWYVDGVEV HNAKTKPREE
QYNSTYRVVS VLTVLAQDWL NGKEYK&KVS NKALGAPIEK TISKAKGQPR
EPQVYTLPPC RDELTKNQVS LWCLVKGEYP SDIAVEWESN GQPENNYKTT
PPVLDSDGSF FLYSKLTVDK SRWQQOGNVE'S CSVMHEALHN AYTQKSLSLS
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LTLSKADYEK HKVYA&EVTH QOGLSSPVTKS FNRGECDKTH TCPPCPAPEA
AGGPSVFLEFP PKPKDTLMAS RTPEVT?VVV DVSHEDPEVK FNWYVDGVEV
HNAKTKPREE QYNSTYRVVS VLTVLAQDWL NGKEYK&KVS NKALGAPIEK
TISKAKGQPR EPQVCTLPPS RDELTKNQVS LSCAVKGFEYP SDIAVEWESN
GQPENNYKTT PPVLDSDGSF FLVSKLTVDK SRWQQGNVE'S CSVMHEALHN
AYTQKSLSLS PGK

PUANG2-H $4 Q1 : ¥ 7L X 2 e ; Hii VEGF-A-H ${ N303, HT Ang2-H £5 N313 : FESHAE S ;
HT VEGF-A-H $4 K453, $T Ang2-H #4 K463 : iyt o 7

PL VEGF-A-L £5 C214 — H1 VEGF-A-H #4 C226, #T Ang2-L # C213 — HT Ang2-H £ C236,

PL VEGF-A-H £4 C232 — $1 Ang2-H #5 C242, Hi VEGF-A-H $ C235— #T Ang2-H £ C245,

PT VEGF-A-H £5 C360 — $T Ang2-H £5 C365 : AL 7 ¢ RiEE

L2 REBH O HE TS
F

GIcNAc-Man \ ue
Galy 4 Man-GIlcNAc-GIcNAc

GIcNAc-Man /
A

VH
CL(k) VL(\)

CH1

o«

CoesosHo62N 172402041845 (Z o737 E RSy, AAEH)
P VEGF-A-H #  C2230H3303N5810677S16

P Ang2-H $5  Co262H3468N60s0707S10

P VEGF-A-L 8  Ci03sH1503N2730338Ss

P Ang2-L #5  CorgH1518N2640319Ss



77V~ #eTifiz e METE/FRET ) 2 a—FAPRTH Y, ~ T AP b PN
K+ A (VEGF-A) Hiikk Ot btk 7oA REF 2 2 (Ang2) HUADFIMMEIRERS, & h7 L —AD
— 7 R ONTHL Ang2-L #5500 CL KA A > & HEHD CHL R A A U3 S Li- b IgGl DEFE D 72
%. ¥ VEGF-A-H #1 240, 241, 259, 316, 335, 360, 372 (N 441 FH DT I 7 MEKITZNZH Ala,
Ala, Ala, Ala, Gly, Cys, Trp XU Ala ([ZE# STV 5. HT Ang2-H $50 250, 251, 269, 326, 345, 365,
382, 384, 423 K ON451FH DT I/ EERIIIZEINET Ala, Ala, Ala, Ala, Gly, Cys, Ser, Ala, Val &
WCARICE#HINL TS, 770 <71, x4 =— AL XX —JIRMIC LV EEIND. 77
7%, 453D T 2 WEFEIEDN D72 HHUVEGF-A-H 8 (y1 1) 1A, 214 O T 2 ) BFEIEN D 72 DL
VEGF-A-L 8§ («$4) 1A, 463 DT X / BRFEIEN S 72 551 Ang2-H $5 (1« $H) 1 AKX O 213 DT X /
BRI B 72 580 Ang2-L 85 (h-y 1) 1 R THERL SN DHES 37 (575849 149,000) THD.

Faricimab is a recombinant bispecific humanized monoclonal antibody composed of complementarity-determining
regions derived from mouse anti-human 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 substituted 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-kx-chain) consisting of 463 amino acid residues and an anti-

Ang2-L-chain (A-y-chain) consisting of 213 amino acid residues each.
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N-[4-(Chlorodifluoromethoxy)phenyl]-6-[(3R)-3-hydroxypyrrolidin-1-yl]-5-(1H-pyrazol-3-yl)pyridine-
3-carboxamide monohydrochloride
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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-ox0-2-{2-[4-({O-(6-O-phosphono-a-D-mannopyranosyl)-(1—2)-0-a-D-mannopyranosyl-
(1—-6)-0-a-D-mannopyranosyl-(1—6)-0-[O-(6-O-phosphono-a-D-mannopyranosyl)-(1—2)-0-a-
D-mannopyranosyl-(1—3)]-B-D-mannopyranosyl}oxy)butanoyl]hydrazinyl}ethoxy)imino]-p-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-b][1,3,4]thiadiazol-5-
yllmethyl}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 (k-chains)
consisting of 219 amino acid residues each.
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H #40> 135, 137, 141, 142, 223, 268, 355 & 419
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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
1gG2 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
1gG2 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, 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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