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Abstract Type I interferons play an important role in the pathogenesis of autoimmune diseases such as
systemic lupus erythematosus (SLE). Monoclonal antibody shows therapeutic potential by blocking the signaling
pathway. This study used recombinant human subunit 1 of the type I interferon receptor (IFNARI1) protein to
immunize New Zealand white rabbits, and applied B cell cloning technology to screen and obtain rabbit parental
antibodies. After humanization modification, QX006N was obtained. /n vitro biological studies showed that
QXO006N could specifically bind to human IFNARI with an affinity of 108 pmol/L, and neutralize the type I
interferon signaling pathway and this pathway mediated biological effects. This study provides a solid foundation
for the development of antibody drugs targeting the type I interferon signaling pathway for the treatment of SLE.
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WS R 7 (STATs) . 22245035 10 28 1 3 (MAPK)
FBERS T LB 308 (PI3K) 15 53 8% LA 7 £E AH i
a0 /=22 VAN

N IFN-a 1) 525 R 15 51 2 H B R g
A, CLFE RGETELLBEARAE (SLE) |« 1 AU IR | R
JE9 . KIBPE T R . 2 R PRI | SIS Sy
BB 25 A A ™ E TR A TR B P R A . K
e W, IFN-1 2 R 5o 21 BEAR A 9 ML 117 =
B 5%, RRGE, 60%~80% MY & S5 M 41 BEAR A
SBFAFAE IFN- 3 RN FE, RGEVELLRERA 5
AME A0 TEN-T P8 5L i 2k 5 R g bker
BEARIE A IG BN IEAHDCE ¥, TFN-T 5 58 iy
P B ClnMA) A1 3 S o 7= A= (andt ds-DNA
o) MG, IF HZ 54845 SLE %6106 30, 278
IFN-TCER 51 & TFN-o) 76 SLE & 5 ML o i) 1 B A
FHT, A, BHLIBT IFN-I {5538 B 4 SLE B W 7E
MRITER -

BEXT TFN-o0 FF & 14 5 5 B T4 A B 307 1) R 7y
4 1 K BT (sifalimumab) A1 TG ) [ ) 41 B0 g
(rontalizumab) . [ A 2 BAHT A T 3991 PRI 56 A 3k
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1R 28 e FLI AR 6T R 25 2 T FEA

1 # #

1.1 &K A

NIFNARI1, AIFNAR2, AIFNGR1, AIFN-02b
FN IFN-y(F5 M3 5 2 1 BRI A R A DD 5
A IFN-B FIA IFN-1 (050 SN B B4 B
N H) )5 N IFNGR2( 3 [ Novus Biologicals 23 A ) ;
A IFN-g( 3E [H R&D 2~ 7)) o MR L 1 W02009
100309A2 #2411 9D4 J3 3], k) £ 32 3K B KL, 157 4%
ExpiCHO-S #fits 3 il A5 Je &4t
12 A

Varioskan LUX £ I fE Ff#71% , NanoDrop One
B T 3 Y66 B i F (32 18 Thermo Fisher Scientific
/3 W) )5 Biacore T200 AE ) 70740 HAE H /- BT A3 (55
GE ~H])
1.3 mfekk

ExpiCHO-S 4iifd (3¢ E Thermo Fisher Scientific
/N ) ) ; HEK Blue™ IFN-a/f 4H fifd ( 2€ [# InvivoGen
/] )5 Daudi 200 F1 THP-1 20 ( 116 2% 7 A= R
BABRAFD . MR M/RERE T ), TAEEER
BTSN R BTEE

2 F Ok

2.1 SRAATFNARI 3 5 & H0 4k 69 ) &

KN IFNAR1 524 85 A8 vE == H A 32
W2 G e s A0 A R AZ A, st B2 A Sk
HR 3B R = e B 4 A H] ELISA &
HEK Blue™ IFN-o/B $i245 J& K 240 i 34 B 4HAE 5
P VB W RS A R ANE . SREUCE RS R
B 2l 5e % () mRNA, i RT-PCR RBP4 Yy 5
PR 91 o K P A i 4k A B e ] 28 IX 4 i) 5 A
pRBT #EATH 2, WEH: ExpiCHO-S 41 M A7 i iy
ik, H ProteinA 5% Al {4 3% i 4 AL HT K, 42 HEK
Blue™ IFN-o/B $z 15 & DA 248 i v 0 1 h mb Rt M e
FERSEA BTN T N A ERGE -
22 HAIFNARI 3% 5 Mk ey ARALE %

Z 01, 3624 BT AN 120345 bt 19 o AT 1 de
U, 5 i BEARL. Rl NCBI IgBlast(https:/www.
ncbi.nlm.nih.gov/projects/igblast/) # 17 A 1gG It &
J¥ 51 ( germline) [ J5 P L X, 2 45 ] V4 d5e v A9
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IGHV3-66*01 /f }y # 5% CDR B HBAR, K bt &
R CDR XA IGHV3-66*01 B 21X ; %
[ 5P B 5 ) IGKV1-6%01 Ay 4% 5% CDR B8 AH AR
M, K SebiieeE ) CDR XEEHEA IGKV1-6*01 1)1
HRIX 5 X B SR DX AR 7 S AT 1 A R AR, AR AT A
BRI AT AEIX . Ry T8> ADCC RN K TS FE
MIAS BRI, A TR AT AR o 4 1H 5 X BE BN 1gG4
WA HH NI BUIAR T 9 B R AR o ) 5 3
& pHZD #EATHYE, JFF AP, Jrikinl “2.17 5
FIFH 37 HERH €033 = S0 A (SEC-HPLC) Kl i 44
4li i, 3 F] HEK Blue™ IFN-o/p 41245 & 5 41 fifg 12 %
Ui F RN RE I HE T LR, Tk Hh R RE SR Y
ET1 8 B EB7TF 75 % 11 K N e s 2 A 1 8
2.3 ELISA #l QX006N 5 4t & 25 A48 7& P B 4%
T

53 3 TFNARI DL A 56 8 1 (N IFNAR2,
A IFNGR1, A IFNGR2, A IFN-a2b, A IFN-B.
A TFN-y, A IFN-o1, A IFN-g) ) 1 pg/mL(E£L 50
uL) B PEEEARAR, 2 ~ 8 °C ST, Fr B, Ve,
i 0.5% BSA-PBS 4] 2 h, il A 10 pg/mL E 4G
1:5 B R BERY QXO006N, AL 50 uL, B T 2 IR
B 2 h, YeMUREAFLINA 100 ng/mL HRP #ric HF
LN 1gG Ptk 50 pL B TERMEF 1 h, YetkJs
A TMB #4758 27, FHEARXAE 450, 630 nm Ak
2 O R, I 2R SoftMax #1447 U 2 B 41
G, ST QX006N T IR 4, A TG PE AR S
24 R@\FHTERHEAR (SPR) £l QXO06N #9
F A

H Biacore T200 £ il QX006N 5 A IFNAR1
MIZER T, A o FE T 25 °C #E4T . SRART A1k
Protein A ith J, 38 3o 4 R 125 [ 7 8 #E 9 QX 006N,
PR S 10 pL/min, 470 IR AT B0 B H B, X
P V) e BT 30 pl/min, 4% BB ¥k JE (20 nmol/L,
1:2 B R ) AR 2 2 A IR vk i i 5 L 3
N E U TE, it 28 Wi Ve R BT B
ANEES | B SERUR I pH 1.5 HERRFAE L.
IX2S BT E R Kinetics JEIT T 1:1 £54 4
RIBEATILE, T DR A 45 5 3 R 5 5 k,, B
BRE R kg VLSS VA H L K (kylky) o
2.5  mBK-FAM QXO006N # P An &t

2 A i D] 240 2 A 0 553 BT 5 o
FH () 20 Jo B A . TFN-I 7] 35 5 HEK Blue™ IFN-
o/B 5 40 AL STAT1/2 Bl Ak, i - Al IFN-1 A

IR, R AR STAT1/2 BERR A5 5 ks . 1t
A, BT IFN-1 AT 5 22 F 200 B 34 7 ol T 3t PR
B, RSO3 5 LA Daudi 403 . THP-1 24 Jfd 1
AR 3 b [R] 11 200 A Ay A ARG T e 1 1 o
FRE ST o AHICAGIN i anZe | FiR . KA SoftMax
PUIE IS HN LR, THERER 1Cs, 2T QX006N
B R

Table 1 Different neutralization assays to evaluate the potency of
QX006N

Assay ?;lrtrz)trllating c/(ng/mL) Detection method
HEK Blue™ IFN-02b 0.05 STAT1/2 phosphorylation
IFN-o/ cell IFN-B 0.005

IFN-01 1
Daudi cell IFN-a2b 0.2 Cell proliferation
THP-1 cell IFN-02b 10 Release of IP-10 and BLyS
Human whole ~ IFN-a2b* 1 Release of IP-10

blood cell

* with 5 ng/mL of TNFa
IP-10: Interferon gamma-induced protein 10; BLyS: B lymphocyte
stimulator protein

2.6 ELISA £#7 QX006N #9#0/& 45 & &A% X 3%,

A IFNARI 19 i #} X ( LIFNAR1-ECD) £ £
4 4~ 45§ 1, Domainl( D1, K28~A126) . Domain2
(D2, Q127~N227) . Domain3( D3, E228~Q329) I
Domain4( D4, A330~K436) , 43 5 %F Wi & 1 A i
o gt WO RK AT SN EER)T A . R
hIFNARI-ECD f /5 1 £ 1iF , 5831 IF il & #4619
hIFNARI-ECD % 22 1A, {1 4% hIFNAR1(DI1+D2) .
hIFNAR1(D3+D4) il hIFNAR1(D1+D2+D3), i i
ELISA il 28 25 1K 5 QX006N [y 4% & 1% Ul 43 #r
QX006N 5 IFNARI-ECD (454 X o7 &

3 & R

3.1 it A IFNARI 3 % M0k 6 45 &-Fe 05 i
ABFFE VAT 4 %8 B 400 v [ A0 0k, R4S
114 S EA RAEETER B 0B TERE; A01E 13 S oake
AT E L FR G T R G PERHIE, FRe2Hkik 2 A~
FNE ME B R Y e . s BRI 36241 1203#(14] 2) ¢
GaPt 36241 1203#11 & F 1R ¥ 51 = 2 AR, 091
TEHE4%E CDR2 X F%4% CDR2 X AH 2 1 MR LR
(E 3)., HEK Blue™ IFN-o/B 412 & 3 K 21 it 75 14 46
MZE R (F 2) BIR, AT 120340 FpATEEE L
3.2 A IFNARI &3 5 B RR G AR
it CDR A 45 A 48 X O H 2 JE R [0l &2
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Figure 1 Human IFNAR1-ECD amino acid sequence

Underlined sequence is the signal peptide sequence, and the amino acid sequences with blue, green, yellow and gray backgrounds constitute Domainl

to Domain4 of IFNAR1-ECD, respectively
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Figure 2 Neutralizing activity of 13 recombinant rabbit monoclonal

antibodies compared to anifrolumab

AR, N 362# bt AT ARk ek s (& 4) o 453
(3 3) ow, 5X) R e & BpTAf e, AR fb s 5
2 rp FE PE R [, HZD362-5 F AR XS oh A o R
72.3%. H T 120345 BT 14 240 Jf T PR AH L 3624m%

VH

=CDR1 ==

U, H 1203# 300 CDR X I 362#3i £ 7 24
H5A germhne AL EFEIR, PR 4R 2 XT 120344
YLt AT NIRAL BGE (B 4) o 506 BE BT J & B4t A
., HZD1203-45 (40 FLiG ik 92.0%, 1E ke 401
NIEALSTF QX006N
3.3 QXO006N #9477 45 & s -1k

At5Eiz H ELISA BT, Kailll IFNART DL
A& H (N IFNAR2, A IFNGRI1, A IFNGR2,
A TFN-02b, A IFN-B. A IFN-y, A IFN-ol. A
IFN-¢) 45 A 0L Rl 25 28 7R, QX006N 5 A
Table 2 Neutralization activity of rabbit mAb 362# and 1203# based
on HEK-Blue™ IFN-0/B reporter cells

ICs¢/(ng/mL)
Sample
IFN-a2b IFN-B IFN-wl
Anifrolumab 5.5 28.3 233
362# 5.8 272 29.1
1203# 4.7 234 17.5

====(DR3===

362H1 QSLEESGGRLVTPGGSLTLTCTASGFSLSSYYMTWVRQAPGKGLEWIGVINVYGGAYYASWAKGRFTISKTSTTVDLKITSPTAEDTATYFCAREDVAVYMAIDLWGPGTLVTVSS

1203H2

VL
===(DR1===

=CDR2==

====(DR3=====

362L2 ALVMTQTPSSVSAAVGGTVTINCQASQSISNQLSWYQQKPGQPPKLLIYDASRLASGVPSRFSGSRSGTKFTLTISGVQCDDAATYYCLGIYGDGADDGIAFGGGTEVVVK

1203L1

Figure 3 Amino acid sequence alignment between the variable region of rabbit mAb 362# and 1203#

CDR region of the antibody is marked with an underscore according to the Kabat numbering scheme; “-” means the amino acid of 1203# is identical to

362#; VH: Heavy-chain variable region; VL: Light-chain variable region
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=CDR1 ======(R2====== ====CDR3===
362H1 QS-E——-R—T-———T-T-T-——SL-—Y~—~T————————T6-—-NVY-GA-—SWA-———— K TST-VD-KIT-PT————T-FC—EDVAVYMAIDL—P-————
IGHV3-66%01  EVQLVESGGGLVAPGGSLRLSCAASGFTVSSNYMSWVRQAPGKGLEWVSVIYSGGSTYYADSVKGRET ISRDNSKNTLYLQVNSLRAEDTAVYYCAR WGAGTLVTVSS
362VH-Hul SL—Y—-T NVY-GA-—SWA EDVAVYMATDL————-—
362VH-Hu6 SL—Y—T NVY—G-——SWA EDVAVYMAIDL—————-—-
## *
===(DR1==== =CDR2== ====(DR3=====
36212 ~LV—T—V—A—GT—N-Q—S-5-@¢-S———QP——D—R-A R—H GV-CD-A GIYGDGADDGIA————E-VV—
IGKVI-6+01  ATQMTQSPSSLSASVGDRVTITCRASQGIRNDLGWYQQKPGKAPKLLIYAASSLQSGVPSRFSGSGSGTDFTLTISSLQPEDFATYYCLADYNYP FGGGTKVETK
362VK-Hul D—R-A GIYGDGADDGI A==
362VK-Hu2 $-Q-§————QP——D—R-A R—H GIYGDGADDGI A-———————
362VK-Hul3 D——A R GIYGDGADDGIA-——————~
362VK-Hul4 Q—S-5-0-S D——A K GIYGDGADDGIA-——————-
362VK-Hu20 Q—S-5-0-S D—A R— GIYGDGADDGI A-———————-
# # * # o8

Figure 4 Amino acid sequence alignment between the variable regions of humanized anti-IFNAR1 rabbit monoclonal antibodies
“.” denotes residues that are identical to human germline at the corresponding positions; “#” denotes the residues in human framework regions were

back-mutated; “*” denotes the different residues between rabbit antibodies 362# and 1203#

Table 3 Summary of humanized anti-IFNAR1 rabbit monoclonal antibodies

Antibody Vi — Vb — SEC-HPLCP Activity ratio*
Name Humanization Name Humanization HMW Monomer LMW
HZD362-1 362VH-Hul 97.7% 362VK-Hul 100% 2.7 97.2 0.1 21.2%
HZD362-5 362VH-Hul 97.7% 362VK-Hu2 93.8% 1.2 98.8 ND 72.3%
HZD1203-38 362VH-Hu6 97.7% 362VK-Hul3 98.8% 0.8 99.2 ND 35.0%
HZD1203-39 362VH-Hu6 97.7% 362VK-Hul4 98.8% 0.8 99.2 ND 34.0%
HZD1203-45 362VH-Hu6 97.7% 362VK-Hu20 97.5% 1.3 98.7 ND 92.0%
ND:Not detected; HMW:High molecular weight; LMW:Low molecular weight
* Neutralization activity of humanized antibodies compared to anifrolumab was measured using HEK Blue™ IFN-o/ reporter cell
IFNARI Fp5etbdhi &, SHCERH TG (K 5) . (K4).
3.4 QXO006N #53/R % Fa 3.5 QXO006N # ¥ Foi& it
% F Biacore T200 £l QX006N, FifJe¢ & #. 351 HEK Blue™ IFN-o/p %8 A& 75 % i HEK

Y5 N IFNARI F £ F1 7, 45 58 578 QX006N 5
N IFNARI 8936 F1 % 80 Kp 5B J8 & s 440 24

A
2.5 -+ hIFNAR1+QX006N
20 i = hIFNAR2+QX006N
_ /,,-"-' x « hIFNAR2+IgG4Isotype
gls / = hIFNGR1+QX006N
< 1.0 e + hIFNGR 1+IgG4Isotype
i
0.5 4
/..
0.0 lm—=t :
0.1 1 10 100 1000 10000
c/(ng/mL)
C
25
" -+ hIFNARI+QX006N
2.0 / -+ hIFN-B+QX006N
=15 / « hIFN-B+IgG4Isotype
: = hIFN-y+QX006N
< 1.0 / + hIFN-y+IgG4Isotype
0.5 P4

011 10
c/(ng/mL)

100 1000 10 000

Figure 5 Binding map of QX006N to related proteins

Blue™ IFN-a/B % 45 3 [ 4 i 15 43 B QXO006N X
IFN-I(IFN-a2b. IFN-B FI IFN-w1)i% 5 HEK Blug™

B
2.5 -+ hIFNAR1+QX006N
20 _ % o = hIFNGR2+QX006N
s « hIFNGR2+1gG4Isotype
215 / = hIFN-02b+QX006N
V:,%, 10 / + hIFN-a2b+IgG4lIsotype

100 100010 000

01110
c/(ng/mL)
D
2.5
-+ hIFNARI1+QX006N
2.0 /,,--f—" = hIFN-e+QX006N
<15 i « hIFN-g+IgG4Isotype
. 'l — hIFN-0+QX006N
< L0 / + hIFN-o+IgG4Isotype
0.5 ",
0.0 ===t -
0.1 1 10 100 100010 000
c/(ng/mL)

A: hIFNAR2 and hIFNGR1; B: hIFNGR2 and hIFN-02b; C: hIFN-$ and hIFN-y; D: hIFN-¢ and hIFN-o1
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Table 4 Affinity of QX006N and anifrolumab binding to human
IFNARI (k+s, n=3)

IFN-o/B 4lififl STAT1/2 BEFRILTE L R AVERT . 45
R (K 6, % 5): QX006N H1 Al IFN-a2b, IFN-

k/(x10° L-mol™s™)  kg/(x10%/s)  Kp/(x10™° mol/L N e L
Sample /010 Tmels) KUV B0 ML g IFN-ol i S AL 40 STAT1/2 BERR AL
QX006N 3.47 3.76 1.08 TR
Anifrolumab 18.67 12.40 0.67 PERY ICso 535109 (4.6 £0.4), (17.4 £ 12)RI(12.1 +
1.0)ng/mL, 5B Je & 4THY
A B C
20 1.5 2.0
L ——z 15k
15 a4+ 2+ 4+ T4 - 1.0 = = *—a—F— - ——f——— &+ "
; 1.0+ .\ é § 1.0+
< ~ 05 ~ ;
0.5F \\‘“ﬁ_—-_.___.=. Sk :
0 1 1 1 1 1 ] 0 L L L L L ] O L L L L L - ]
0.01 0.1 1 10 100 1000 10 000 0.01 0.1 1 10 100 100010 000 0.01 0.1 1 10 100 1000 10 000
c/(ng/mL) ¢/(ng/mL) c/(ng/mL)

~-@- QXO006N; -m- Anifrolumab; -a- IgG4 Isotype;

Figure 6 QXOO06N inhibits different IFN-I induced STAT1/2 phosphorylation in HEK Blue™ IFN-a/f cells (X+ s, n=3)

A: IFN-02b; B: IFN-f; C: IFN-o1

Table 5 Neutralization activity of QX006N based on HEK Blue™
IFN-o/B cell (X£s, n=3)

ICs/(ng/mL)
Sample
IFN-02b IFN-B IFN-o1
QX006N 46+04 17.4+12 12.1+1.0
Anifrolumab 4.0+0.2 174+ 1.3 10.6 £0.7
1gG4 Isotype No neutralizing activity

3.5.2 Daudi 2 f& % R ] Daudi 40 M9 3% 43 B

A
2000 000 -
2
Z 1500000 F o2
z 2
=
]
© 1000000 -
001 01 1 10 100 1000 10000
c/(ng/mL)
C
1.0 -
= | s 1

A45[) 630
(=] j=3
[=)} oo
>
!
i
/ (¥
|

0.4 M
) E
0.2 . . . . . )
0.01 0.1 1 10 100 1000 10 000

¢/(ng/mL)
-8~ QX006N; -m- Anifrolumab;

QXO006N H 11 IFN-a2b 1) ] Daudi 4 ifd 3 5 19 1%
PE. S5 RB/R(1E 7. 3 6): QX006N R 1l IFN-
02b 5 5 Y Daudi 40 93858, H ICso M (31.4 £ 1.6)
ng/mL, 5 e & P iE A Y

3.5.3 THP-1 @ e % >R F THP-1 40 ffd 3% 50 B
QXO006N H1 1 IFN-02b 55 THP-1 4ii i B jik IP-10
M1 BLyS MG M. g5 R ER(F 7, % 6): QX006N
fE % th 1 IFN-a2b 175 5 THP-1 21 it B i 1P-10 1

B
2.0 -

[
T
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Figure 7 QXO0O06N inhibits IFN-02b induced cell proliferation and cytokine release (X+ s, n = 3)
A: Daudi cell proliferation; B: IP-10 release in THP-1 cell; C: BLyS release in THP-1 cell; D: IP-10 release in human whole blood cell
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Table 6 Neutralization activity of QX006N based on Daudi, THP-1 and human whole blood cells (X+s, n = 3)

1Cs¢/(ng/mL)
Sample - - -
Daudi cells proliferation THP-1 cells IP-10 release THP-1 cells BLyS release Blood cells IP-10 release
QX006N 314£1.6 2.0£0.5 59+14 1003 £ 311
anifrolumab 313+£1.7 7.1+0.8 101.3+28.2 904 +314
1gG4 Isotype No neutralizing activity

BLyS, H 1Csy 4+ 54 (2.0 £ 0.5) ng/mL Fi1 (5.9 +
1.4)ng/mL, G PEDL TR & Hdt.
3.54 Ahdik SRHIAAIMIESHT QX006N Hi
F1 IFN-02b 755 A2 MBS IP-10 BYTEPE. 450 10
A~ (E 7. 3 6): QX006N fEME H A IFN-02b 175 5 A
2 I BE L IP-10, H ICso 2 (1003 + 311)ng/mL, 5
Bl JE - BTG A Y
3.6 QXO006N #4 R 25 & F A5 R 3,

QXO006N J&# [ IFNAR1 &1 X i A5 Ak B
BE A . A IFNARI( NP 000620.2) & & A
557 NREER M EZ AR 1, Horp 1~27 (i 2 5 R T
B 2 IFNAR1 W15 5 K, 28~436 3 & LR ¥ 1) &
IFNARI1 () if2 M IX. (IFNAR1-ECD), if 7 X H 4315
44X (& 1) . ELISA £l QX006N 5 #% 45 11y
hIFNARI R A8k ECs, 78 (3 7), hIFNAR1(D3+
D4) 1 hIFNARI( DI1+D2+D3) 5 QX006N [
ECs, 5 K4k hFNARI-ECD 374X —Z, fif hIFNARI
(DI14D2) A5 QXO006N 45 7, B I 4l QXO006N
5 hIFNARI1-ECD {9454 7E Domain3.

Table 7 QXO006N binds to truncated hIFNAR1-ECD mutants

Sample QX006N
ECs¢/(ng/mL) Ratio
hIFNAR1-ECD 8.26 1.0
hIFNAR1(D1+D2) NA NA
hIFNAR1(D3+D4) 429 0.5
hIFNAR1(D1+D2+D3) 8.53 1.0
NA: No binding
4 =

IFN-1 454 IFNAR1 Il IFNAR2 il =02 &
Yy, PG T JAK-STAT {5 5@ M. A T BT IFN-
L 5 38 B, Pk nT LLgs & IFNARL, 0] DLg5 &
IFNAR2., #li4Ri8, A IEN 4 DARLEE /R 56 Fil g 45
4 IFNARI, FPANEE IR E R ) 454 IFNAR2™, $ii
& 25 4 IFNARL I BH W T iF {5 55 8 i, s &
IFNAR2 B 45 5, K IL 3£ IFNART 1E 8 S0 &

BIT4Y) .

G Lt/ INEREAR RIS, A B TR 2
Gl B AN, PR AR et ey B 4ilfiE
R A A= AR A B RS, SR AP AR B R A i IR e . BRI
R IE S G S & B R AN R /N B G R
T, W W KR FHRIZAIR K B 4H A T 6 b
AR X A R FISE R, S PUR A e BRI sE 2
B . AR Rl AR 1% $E 2R BT (brolucizumab )
FR A2 w303 73 PR BT (eptinezumab ) 56 f5 8%
I [ 2 5 B BER (FDA) AiLHE BTl 78
SRUERR T NIEAL e srbe i 2k . PR, Sl el e
Bl e AT B S AT, B ZAEELE . SRR LA
RS A B

R N A S S SN & €N N R
PER B ARG & X 0 328 AR A5 09 S bt b 41 A JR
ek e, PUiRTEE TR, Hrh HZD362-5 41 i
% B 72.3%, H HZD362-5 545 B IX A 54
LR AT T A 58, S BUREE A AR IX A N AL
AT 93.8%, T 120344 BT A0 200 T3 1k 4,
H CDR X It 3624509 AU AL R B 5 s, PRt e
FEXT 12030 i dh St AT NIRAb el s . mA3RkA%
NBEALHE QX006N(HZD1203-45) , 4 M i 1 2
92%, 55X} REBAT JE & BT AR Y, HARSEE 2L X A 8
BT 3] 97.5%

WIAAR SN PFA 25 5 i 7” QXO006N 45 k25 A
A IFNARI1 Domain3 [X 2, G #% 43 % ' Fl IFN-I
(IFN-02b. IFN-B F1 IFN-01)#55 HEK Blue™ IFN-
o/B 40l STAT1/2 BEFRfLAE I, B QXO006N fE
R TEN-T {5538 1, nlfE 4 T Y IFN {5538 #%
B SFEBLR . i EL, QX006N BEME 43 5145 %4 Al
IEN-02b 5 53 i) Daudi 21 i1 3 51, THP-1 40 Jifd B ik
IP-10 A1 BLyS, DA J¢ AN 4= ifil B IP-10, DA b 45
FK W QX006N fEfs A % h A IFN-I 415 (19 40 L T~
WEHEWD2F 3, S ILAE SLE 1897 (11 R I 4Rt
TIRSTAIERY . H AT, QXO006N 1E 1L AT iE— Y
I PRI, B 7E B E e 4 | A 3k DL AE SLE
BT TR . ZWE AU IPN-L 5 5 78
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