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1. A% TCE REAHZHRIME, XEHBKFES

EeBZNEL—F 8% E7HRE (MNC FEA4 5, 8% TCE ﬁff’ﬁ YT —
BLE4 K 5, Xencor. Cullinan. Candid % % K44} biotech #8% A %
TCE & &M 2026Q2 4z bk F- 4016 R 4k3%, B % TCE FiEA 21 2026 5F
ik BD 54BN E £k, 2026 EULAR X2 L, Cullinan #5 CLN-978 & &
WFE LA SLE 5 RA 09 F BB, B9 =40 CC312 5 R ah A= b WA
A-319 #t—4 @37 H A4+t SLE #9 K AR5 #38, AZ EENLB LB 4) CDS 5| FH
TITAN F &, il #H T EFEIEE,

A1 % K& blotech #aaé § % TCE 5‘”%?ﬁ1’r/>k 2026Q2 R4kt i -F Bl R IB

ﬁ*ﬂ

fus

FACiES: 1 *E AR BliERIfE RIBIGFRES IEFRRER  IERIBE ETER/ELR
BZ?J;::; . | ST | PRO-203 1 CD3/CD20 R RN B | AR | 2025/11/17
EREE TR NCT07230353 | i | e | 2025/10/21 | 2028/6/1 - )
Xencor Bt Plamotamab 15 €D3/CD20 i BRI NCT07284797 | I | WARIE | 2026/2/1 | 2027/2/1 Ht2026H2 , SRR
St XmAb657 ] CD3/CD19 i RIS Hi+2026H2 , R
RENLTHRS NCT06613360 | 1 5‘%?* 2025/1/21 | 2026/12/1 2026Q2 , BRI
Py 2026Q2 , ¥EiEit
ot Cullinan bl CLn-o78 b Cb3/CD19 i HRERTA NCT06994143 1 @@%/FX 2025/5/19 | 2027/12/30 | Fit20264Q3 , repeat dosing
data
THGAT NCT07041099 | 1 MRCT | 2025/10/1 | 2028/3/15 F12026Q4 , SR
BReHR SRR /1R CD3/BCMA TR REHELIBHRG NCT07348055 /I | shEPE | 2025/12/31 2027/6/1 FH+2026Q4 , HiiiEth
[ Cizutamig T SRR i |OuRTS ReRte | o= T 2026H LR T , 20265
P S | PIRGEIE J=Etii]
biotech ERBETY NCT07052032 5 | Ba=% | 2025/6/16 | 2027/6/1 ) —
Bk Candid ik S had S wi RANETHORE NCT06945068 18| b | 2025/6/1 | 2026/11/30 it 2026H 1R HINEEIR
(e P D CND319 IND enabling | _CD19/CD20/CD3_| =i it 20265 PR NIGARTR
n CND460 IND enabling | BCMA/CD19/CD3 | =i 202 7HLFNIFRER
) L SCTB35 [l CD3/CD20 T A NCT06841042 | I/UFA | ePEPOME | 2025/1/20 | 2027/5/1
K EEL L MSC303 VIR CD3/CD20 Wi | sE/IgABRS | CIR20252297 | I/IHR | chER | 2025/6/12 -
et SRR L VK012 VI CD3/CD19 Wi REHLTIDRE NCT07010835 | I/If8 | MG | 2025/8/28 | 2027/6/1
FRETEI RIS L F182112 ] CD3/BCMA Wi REHETHORE CTR20253359 | 1l | EIAi | 2025/11/11 -
KR Bt A-319 1 CD3/CD19 Wi FEHETHORE NCT06400537 1| PEM | 2024/7/20 | 2026/12/1 EAISLEE
ERFEE ELi Emfizatamab 15 CDI9/CDS/PDAI/A- | gy RIS NCTO6857214 | 1§ | shEAM | 2025/6/4 | 2027/12/1
FE FEHE St QLS4131 15 CD3/BCMA/GPRCSD | =# REMIBHRE NCT07001839 18 sRERME | 2025/6/1 2026/12/1
rﬁ%ﬁﬁg;’,%ég?ﬁﬂ NCT06888960 B8 | REMHE | 2024/11/8 | 2026/11/8 | 2026 AACRIEEHISAREIE
EZ iy e cc312 15 CD3/CD19/CD28 B T
= e NCTO7193810 | I | shEP | 2025/9/30 | 2027/9/29
izmER e EDPOOL L e e

FAAR:

B 2: CLN-978 7 Cullinan AF% ) CD3/CD19 X3t

Insight, B &EBIEAHR iE:

M@%“ﬁ*ﬁ*lAk%ﬂEﬁF

1.1. CLN-978: #¥le REIEMF, BEABIFHRF/SM AL B @B
HIRHE

CLN-978 i Cullinan § £AFX ) CD3/CD19 Rin, BAH £ F74Lego-TFikit.
CLN-978 @4 =/~ B BxHE7 69 45 3K, B iR G scFv b B ) T & (65kDa
Vs 4%%%44\ 150kDa ), FEIEIFHLRFTES, A EAMAL T B @Iie LI L
REACR; BT, A4 T Seidtog MARZR#40, CLN-978 250 BBk £ T 5 d ik
B&EA %AW a-HAS H R, AZERSTHF L. 4 2446 SLE 5 RA
89-FHE RIXIE T, SAD MrEeyk 4 N2H, K TIES 1-2 4. MAD Mk, w4
25 10 ug, /BEAE 8/15/22 RAT4245 20 A 30ug, 425 4 4t.
B3: MAD MrEk, 14~A AT 44124

Cytotoxic proteins
granzyme and perforin

Single Ascending Dose Cohorts Multi-dose Cohorts

~— ~g

Patients discontinued chronic immunosuppressants

CcD8 at least 2 weeks prior to starting CLN-978
cbsa
Gammaldelta Cohort 4
NKT Day 1: 10 mi
Treg Day 8: 45 micro
Target Cohort 3 Daypl?rl‘l)nrt:iil_ml;:ams
(anhg(:,:nm‘I " lein:;rl.: 10 micrograms Day 8, 15, 22: 20 or 30 micrograms
e.g 30 micrograms
aCD3
- '/ (scFv) r Conorta
ohort
: 10 microg Cohort 5 (RA)
. A ey Dy 10 miogr
(scFv) r : Day 8, 15, 22: 20 or 30 micrograms
(VHH) Cohort 1
Autoreactlve Day 1: 10 micrograms
B cell
FAtkR: 2026 EULAR FARIR: 2026 EULAR
SAD W, 41*f 17 B1 8 4 M6 SLE %4, CLN-978 4255 RILE T 44F

5l ik E X XS 6 ST S

#91 JF fo Bt ETRZLR 56 RIT AL, 1-2 44
S TSP 2>80%49 B ik TRzt %, 20ug vA i BT A 50% (7/14) iF
FARTAM TR (BLOQ); 14 4] > 4w [47 B 18] 49 % %‘ SLEDAI-2 T X T 4 /\
@ EF B h 71% (10/14), HF 5453 DORIS £ #%.

2’7)\’5, 82% (14/17) &) SLE ; %‘

R4 3 of 16
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B4: CLN-978 B TRIFHIN Ao B tmfeiFrhsc®k B5: 541%&5 50T DORIS £/

200+

150+

1004

B-cell depletion
(Day 1 to 29)

Pt # (hSLEDAI-Day 1)

12(10)

10pg 16(10)

18 (8)

24(12)
238
(6
S— 1]

10pg +20 pg

Patient-level disease activity

Chart Key/Best Respanse

Patieats
(N=14)

W DORIS remission

Cells/ul

o

31(8)

Wag+3pg B O
364(6)

CREL)

S0010)

M0pg+45pg 38(10)
[ 4 8 12 16 W A 28 n 36

D29 ol My 15, 2006 s cusaf

5
W LLDAS 3
]

HSLEDAI >4-paint decrease vs haseline?
50+

Nosignificant changet 4

!

24-pt hSLEDAI reduction (responders) — 10(71%)

D8 D15

Time (days)
KH# R B 2026 EULAR

D22

FH kIR Cullinan B P
At 740 % Zath 2560 RA £, 20ug A Lig T
20 7 TR FAR T AR T IR (BLOQ); 71%(5/7) ;
B A=A 24849 1 4) % % 175 DAS28-ESR £ f%.

B6: 67%RA £4 5 F o B AR BETRR TR  B7: 71% (5/7) RA EF A REHDTFERE

B-cell depletion

S P A 67% (4/6) #9 B
‘%J%J%/%Zﬁ B, £ F 30ug

Patient DAS28-ESR categories over time

Pt# (DAS2R-ESRDay 1)
600 —
10 pg 001(7)
450+ oc3 .
= A
= 1504 10pg+20pg  004(4)
3
2 1 20_ nes
] (5.6)
© 3o —
[E;[; Ml Remssion (<2.6)
} “ - Low (226-<3.2)
I (232-55.1)
. 0o’
o L Han 5.1}
D1 D8 D15 D22 D29 0 4 8 12 16 0 24 28 2 3% 40 a4

Time (days)

KHR B 2026 EULAR

A 8: CLN-978 &

2 i 8 i IR

#KH#R B 2026 EULAR
F,%‘T#i% t91JE fo B tmfRiE TR RS, CLN-978 RIAFEIL T 44594042+ B

IR G E L B A SR £ B, CLN-978 425 29 R )z, &7 & 41 CD19+

5 CD20+B éwﬂbéiz%‘mé‘ﬁ MR ETH, AEHRREZINBRIFHH EIRBM,
B 9: CLN-978 &3 ahe.s b B @miiF 2 8iFFk

HERET B MR BITER

T-cell and B-cell density Synovium

600
54%

400
200

ZZDV 1 02'5'

Cell/mm2

o

278%

CD3+ pos mm? CD19+ pos mm

40
30+
2 —
ZIDD %)
10
0_ -6 /'_ -79% iu

I Isz’Q

2 CD20+ pos mm?

mm 001 10 pg Syn Pre

== 001 10 pg Syn Post
mmm 004 10-20 pg Syn Pre
w004 10-20 pg Syn Post
= 007 10-30 ug Syn Pre
s 007 10-30 pg Syn Post

8000

6000

4000

Cell/mm2

2000

T-cell and B-cell density Lymph Node

= 001 10 pg LN Pre
== 001 10 pg LN Post
= 004 10-20 pg LN Pre
w004 10-20 ug LN Post
= 007 10-30 pg LN Pre
e 007 10-30 pg LN Post

CD3+ pos mm?

CD19+ pos mm?

CD20+ pos mm?

KH#R B 2026 EULAR

B 10: 29 #) %% CRS X A %% 37.9%, % ICANS

##HE R 2026 EULAR

G4V, #J8 SLE 5 RA 332 %4 84 F,
FEBKESH 10ug BF; I 14 Gr2 4,
FFHE AL B EH ), T ICANS, HARBEIVIITbh & o HAF S,

CRS &4 %29 40.6%, &KL

B11: CRSEKRN 124

14 Gr3 & (I 45ug BARF =, Z

Any grade
n (%)
w1073 536
e Ll Cohert1 Cohort 2 Cohort 3 Cohort 4
Bn a1 CRS,n =4 o 1:";'[ l"}'l'_’l:':'”
- X ECLE D8: 204z D8: 30ug
150 . Grade 1 0 5 2 0 4
suse .
s . Grade 2 0 0 1 0 0
e Grade 3 0 0 0 I 0
319.4) [ Grade 4 0 0 0 0 0
319.4) a
! i 08 T
Fo#k R 2026 EULAR Fo#hkR: 2026 EULAR
13
W G5 Wik B LG 69 R 334 4 of 16
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1.2. CC312: SLE #) 36/52w KAk 5 3 3E4E 5

CC312 R &k f LMK G H¥eq CD19/CD3/CD28 TCE =4%, &
A% CD19/CD3 M Atag smk £ 5| A CD28 4 f5 5, @it CD3 5 CD28 #91-F)
BE, BT T @R AF R FAHFGEN, FI B @ EME. EHA
#97F . 12 BIXE6 SLE &4 69 IV A3, EH3Z 1-3 4> cycle (BIW*4W ) 424
J&, 833% #9EH (5/6) f£ 36w k3| T SRI-4 m&; HP246EFTRT 52 B
BTy, BB T HE6) SRI-4 B4, ERZHHEAF] ( >20ug), FH+ CD19
B @0 % 4-12 )| RAER ., 24 A, AMEE] DLT. ICANS 5 >2 %44 CRS.
o8] BRI LIV 5 SC BAF R E 425 7 K.

B 12: CC312 Z3%é CD19/CD3/CD28 TCE =3t B 13: 83.3%# & &/ 36w i3] T SRI4 mX

Co-stimulation (in cis)

SRI-4 Rate, % (n/N) 12W 24W 36w 48W 52W

5 g IV Cohort 100.0% (33) 100.0% (212) 50.0% (112) NA NA
10 pg IV Cohort B6.7% (213)  100.0% (212) 100.0% (22) 100.0% (212) 100.0% (1/1)
20 pg IV Cohort 33.3% (13)  100.0% (3/3) 1000%(22) 100.0% (1/1) 100.0% (1/1)
30 g IV Cohort 100.0% (2/2) 100.0% (14) N NA. NA.
Total 72.3% (8/11) 100.0% (818) 333%( 6)  100.0% (313) 100.0% (212)
KA R B 2026 AACR #KH#R B 2026 EULAR

1.3. A-319: 2w HEZBRERF, 2 £ E#41X 3 DORIS £#
A-319 ZRBRAf £IF L 9% CD3/CD19 #) TCE. 413t SLE 49 IIT X3
¥, 12 4% SLEDAI-2K #4141 o (626 4) thEFWMAN, %5
3R, 4 B A-319 #RkiEAE ST . A 3K 0.05ugkg EFR 2R, & %m)ﬂ;ﬁ
KANZA A-319 FE48: 03pg/kg (n=6). 0.6pugkg (n=3) 5 12 pgkg. 4%
TS, HEA 52 EAE IR,

B 14: A-319 4t3F SLE # 1T s RREE it &

D-1:1SD . . . . ae . background ISD continued
o CRS: PRN Steroids/Antipyretic/Antihistamine (lacs oo Dlesicalon
‘Safety In-hospital monitoring monthly AE eval

SLEDAI-2K Score; C3/C4; autoantibody titers; daily prednisone usage; 24h proteinuria
Cytokine peaks (priming + tx); B/T flow cytometry; D0/D28/M3 PBMC single-cell RNA-seq

52 Week Follow-
n=14 n=12 (005 ug/kg) 2 Week Follow-up

—— 1 Y
D-21 D1 3xa week A-319 (Days 1, 3, 5) W5 AE + Sx g-’,,a, M12

FHRR: 2026 EULAR

PAZ 2 (0.6ug/kg) F=PAZ 3 (1.2ug/kg) #EF FIT SNFl o B afit) T4
A, TAF] 1 (0.3 pgkg) 695 T3 REA 90%e A2 A 69T T,
SLEDAI-2K #F4teik Tifr, Bl &4 B R ighme iy T 69% (-F¥ A 16.9 mg
%% 525mg), £F 10 4] %4 £ 2] T LLDAS-7%95 i, 5 41 &4 3£ 2| T DORIS 4
f. 12 6 PIIRE 24 R EG>500mg 49 &R A 4 GIILERE] 24 ARG
WEEF (<500mg). 11 #7677 &4 KA CRS: L1 HIA 2 R, Lr¥h
1 %, FiA CRS B34 T XIFE57 /5 12 b aF R 2 ﬁ FICANS % 2 .

H e Wik EXZ 0 SR HAS S of 16
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B15: £ 124 A#REi5 ¥, SLEDAI-2K ##5-Hkik FiF

Cohort 1 (0.3 pgrkg)

Cohort 2 (0.6 pg/kg)

Cohort 3 (1.2 pgrkg)

Response M3 M6 M9 M12
SRI-4  11/11 10/10 10/10 9/10

P1 P2 P7 P10

- - — 26 Fl SRI-8 6/11 810 8M0 810
'_-12 g LLDAS 3/11 6/10 710 7/10
12 12 f 8 2 o | 12 49 DORIS _0M1_210_4H0 510
EEm 200 I R w40 i 1§ B Proteinuria ()

| I

BL W4 M3 M6 MGM12  BL W4 M3 M6 MaM12 BL W4 M3 M6 Mg M12 BL W4 R:S: (";;a

P3 P4 P8 P11 Pericarditis (2)

- - - [ Low complement (2)

: —-18 .

ha -14 o il l 20 1'1 : Increased DNA binding (2)
16 & -, =7 . I Arthritis (4)
miiize -“ -4 -4 -4 -4 B 2 2 2 2 - S o e | M vascuits @)
BL W4 M3 M6 M@M12  BL W4 M3 M6 MoM12 BL W4 M3 M6 M3 M12 BL W4 M3 M6 Mg Mi2 Alopecia (2)

Pyuria (4)
Withdrawn at M& .
E due to disease @ E P12 - Her.natu”_a (4)
_1q fepound Cylindruria (4)
'II6 —-10 f— B 4 Pleurisy (2)
et 0 7 10 10 5 & I, [ Thrombocytopenia (1)
2 W l 2 282 ¢ [ 4 b 2 2 2 2 2 [ Organic brain syndrome (8)

BL W4 M3 M8 M9

BL W4 M3 M6 MOM12

BL W4 M3 M6 M9 M12

BL W4 M3 M6 M9 M12

I Leukopenia (1)

Il Myositis (4)

KA R 2026 EULAR

1.4. Velinotamig: ##4 % TCE & K& E 4+t SLE F- 48

Velinotamig & % #1474 A £ - X 49 CD3/BCMA i, EWN4ATAT K& MM &
R EA EH P35.20255F 6 A , A8 4% Velinotamig 9 74 7N 5 24X 4 Cullinan.
I H Cullinan 4L 7 Velinotamig 4T3+ 2 #] SLE &4 49-F Hs k448, £7T 2 )
SLE &%, T 4 K#IRiES Velinotamig (DI 3ug/kg, K/ D4/8/29 4% 10
ng/kg) 9697, 2 ) B F 0998 Bl fe B ta e 5 30 AAT A KT AEIR, SLEDAI-2K
WA E G RARREE TR, BHLITEREEM. LXK SLEDAI2K 74
DR A 16 A2 14 4, 5 8 FIRFTAF AT 5 A 0 F= 2, BRIV THA601ERST
K. Velinotamig £ % % &4 ¥ 34k Ik BAFa) 540, RULEKZF] CRS 3 ICANS.
Ut —F @3 A IETIT 2026Q4 K FE, Cullinan £549 VI 41 4 % % XXt
2027Q1 &3,

B 16: SLE &&#% 4 K#AkiZ4 Velinotamig B 17: Velinotamig %29 & SLEDAI-2K #Fbeig T

SLEDAI-2K
Treatment Schedule
Treatment Period: 4 doses administered IV over 4 weeks y
Follow-Up Period: 48 weeks .
DI D4 D8 D29 o

Velinotamig I T T T

initial dose cohort 3 10 10 10 "

uglkg pglkg uglkg rglkg 0 10 20 10 10 50 60 70 80 90

FAH£ R Cullinan B ™ FAHR R Cullinan &M
1.5. AZD5492: CD8 5| %% TCE P44 2#A ) CRS K&
TITAN £ AZ | TAFL 498 €] CD8 7| % TCE -F 6. 5444 TCE ¥ CD3.
Fl Bt i7E CD4+4= CD8+ T @@t R[], TITAN iit5| A CD8 %/KkesA64, 4 T
Y0 LE R E) CD8+4m et T e B, Al CD4+ T e fiisiE, B &ML
Z gtk 0B TR, 16 RAT 00X 5 Sk ie ¥, AZDS5492 fed¥ i
& CDSHT @mfie,, 3lAmieE FHEHAM Y.

45 ik E XX 09 ST K F A 6 0f 16
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2. invivo CAR-T/TCE # R#ME KA, A 2H kFHHANE
% CAR-T ERIPREZBE T @i, AR TREKE SR, RAHR .
BAEG T, LZRF EH ARami/iE. Invivo CAR-T HEARK#iE LR %
BAK, Fed) T @ILHFRAL T ARIEE; in vivo TCE @it % B X T4tk ek
mRNA #) LNP i#i% £ B3t mle, w1/ 4 BIPITH5EF B skt e TCE. B4 3
A A TR, RAKBEIK, TERIIRRSHGHE, F24 B @ik
M g8 il i R AT IR B HER ., 245 A 4949 in vivo CAR-T HN2301 5 XA 449 in
vivo TCE ABO2203 £ 2026 EULAR 344 8E T AFxt B %95 5% 69T 2tk 7 4638, &
NRERREES .

2.1. HN2301: SLE F3%¥EMHF, &I in vivo CAR-T FEH A

HN2301 Z3fZ A4 f £ L 69— in vivo CAR-T = &b, 4695 RN BRI
CD8+ T fmfieiki¥ 4 CD19 CAR-T. 2026 EULAR L% % 7 547 SLE #3E, 413t 6
B AFAE ST BT 69w HLF EE SLE &4, #AES Q2D*5 K, SN ALy T4
#2449 CAR T 282 CAR mRNA AR HE/E 6 Ik E)E(E, 9N B it fe
GoRHE 6h MR TR, A& 12 KEEETANA;, MIKAKRE LT
CD19+B @mfiiE %4 57 & % 44658, SLEDAI-2K #F4 8 EE1K, AVLIKE] 5 45|
CRS 5 ICANS.

B 18: HN2301 23z A M X 69— in vivo CAR-T  E19: HN2301 BB IFeHELE B @wieF et
Positive control After HN2301

HN2301 \ = 348
RS e £ o e Foe
WAk / ‘
) % ’ A
CD19 CAR mRNA %{;}G%’ e il Vow / & ,J:SDW CART
Proprietary lonizable ?‘}‘i"z e ‘
Lipids: ILB-3132 @ /Kil\\
S G TR QNN U /145 | Boal |
[ A -
CD19 staining
FHR R 2026 ASGCT #KH# KB 2026 EULAR

2026 ASGCT K& L, A& #miE T HN2301 &7 404+t 5 #) SLE &4
Bls RECIE . FRRIES Q2D*5 K4 2hE, 5 4 E# SLEDAI-2K #F40£ 3 A K
BT 134 4, ¥ikE| SRI4 v, BT 1.4 B4 %I LLDAS £/, %4tk
A, 5B EEHEILT A CRS, HEF 1401 K ICANS, H3L2 4 AST/ALT 5+
5 (HH 124).

B20: HN2301 &7 &40 RARITF 49016 RAk4E, £ SLEDAI-2K ##4teig T

et - ~0.0Tmpk > 0.2mpk —>~ 0.2mpk —>- 0.3mpk > 03mpk g —
] ) 1 1 I I 1 T T T Fo"ow_up
-2 0 2 4 6 8 10 12 14
Trial Day
Pt Pt2 Pt3 ora o

20

X 16
é 15 154 15 13
21 10 . 8 ol B
@ = 6 mm , . . _
: 0 - . - - o 0 2
e\éo M1 M2 M3 00\0& M M2 M3 e&&e M1 M2 M3
Sign or Symptom (points)
+ Autoantibody decreased (3/5), complement normalized (4/4) in patients; Arthritis (4) M Hematuria (4)
. . . W dsDNA antibodies (2) W Pyuria (4)
« PGA decreased in all pgtlents, . Low comploment vel 2) 8 Heme-granularor
« SLEDAI-2K decreased in all patients; M Alopecia (2) Rash (2)
W Proteinuri a (4) W WBC <3 x 1091 (1)

« 5/5 achieved SRI-4, 1/5 reached LLDAS.
FH KB 2026 ASGCT
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2.2. ABO2203: in vivo TCE £ é] ié./m';&yﬁ ¥ R RBIT 0G40 $ 3B
ABO02203 2 ¥ 1G4 T 4K 69— in vivo TCE & &, @i Tia4+4 6
% mRNA ¢ LNP ﬁL;/\W%jﬁémﬂb, W) 48 L R R EIE TR S R R AU
CD3/CD19 TCE %& & , vA%e4 . A R EBF A7 XofE T o4 E#F 7% CD19+ B
femie, fe s SAEA ., ABO2203 ARtb FARX 69489 TCE BEILE T BHAH

PK 454t & 569 AUC, FRILE 242469 B @i iRae

A21: AB02203 ZX 4 F &L 49— in vivo TCE B 22: ABO2203 Wikl TCE B 4764 PK 4F4E
2600+
. AB0O2203 P4107
LNP.mRNA dalivery o TeR | m‘x:‘:‘::‘:':‘“:‘:"'“ .E 2000 AUC 0.045 mpk, IV 0.15 mpk, IV
and uptake protein production Seplition 3‘ (n g /m | * h rs)
el s S 1500 24275 17831
o A i s :
2 Y N el 8 10004"
MRNA-LNP 2 ( . w N
(AB02203) \/\/\/ £ 1 4 o .‘-_’ 500 -
& A ~ 03) 018} &
Ebitctas P pliminon o ¥ T
e fuman cele <o prepartion ) 6 24 48 72 120 168
el COYom Hours after dosing
FA IR 2026 AACR FH B 2026 AACR
2026 AACR £, ABO2203 4t i 5 o -F- B ls R AIBEIE . 2HR3) N F 4B

%0, ABO2203 /=4 7 7| =4R #1469 TCE & iX, /ké(,\zﬁ}‘ 5. 5 F A B o R
B, FFRAA 79 R; 9 Gl EBE A 67%(6/9) I T ORR, 44%(4/9)
I CMR, % k&4 CRS 5 ICANS.

2026 EULAR Lk, AB02203 4+t @ %69 F2Ale RAIEIE, KIEENL 15
%) &% (SLE/LN/RA % ), F42 476 3 &, ¥ 136 RAFZHHL25 (1-10 pug.
10-30 pg. 30-240 pg A= 120480 pg, QW*4W ). 120ug #1447 & 49 9 4] %4 Cmax
4 952 ng/mL, Tmax % 4 X, F&H 73 K. 120-480ug FAF|¢9 LN && 529

SLEDAI-2K 41, 2/3 #4324 RIEEM. ZotHA, AKAE CRS. ICANS
Sl
E23: ABO2203 =4 T # 4B TCE £iL, BRAHE 5.5 RIAFFERE, FHERPAHTIX
Dose Dependent ABO2203-encoded TCE Concentration in Serum
Cohort 1 Cohort 2 Cohort 3
(3-480p9) (120-960ug) (240-1920p9)
1000~ Ctrough. ss=175ng,m|— o Patert 001 e Ctrough. ss=258ng/ml- Patont 004 b clrough,ss=444ng,m|- X
1] s o g | AL
e vy £8 1w £2 wl A%/ v e Daant v}
3§ |/ i R
25 10 14 WwE we |
&8 'y X oF e
8 |1 ¢ §3 8 |/
2._2_' 1 - 3%" 1 2‘3‘? “\‘ s
& jmemau 3 i W
L T L S L. 5 T B N 04 ! .............. A T T T T T T T TV

Time (day)

AR s‘s"&\‘v"-Pé\’«‘é- s’a’ “ﬁ“u“h‘n 0«“

o4 ”1"'9@@0 PPN PP EPOOCHES PP B0
Time (day)

CALDAP LR EIOL P} PP ‘\9\’5‘ OO

Time (cay)

#FR B 2026 AACR

5l ik E X XS 6 ST S

STy
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3. ARG BT RHMERTF, FEERNITLTLEH

B A& CAR-T £ 8§ %k aF O FIiEiRE B ik s $ a0 Hh, 1245
FIRFAMMOA . SARIK. RAESEFM, ML T, FiRamiesT ki
A BAEE R IPSC kIR O BATAT AL A 5, A2 SIS . & —E MR
FHRIE T AAZ AL, 2026 EULAR K2 #4018, Artiva #9 AB-101. Fate 9 FT819 5
dbleA 4 CTA3I3 ¥HIET £ 8 % mMHm T enFH6 R4, £ RA. SLE/LN.
SiD. SSc % %/~ 8 & S siiE ok b AEBIF T T G TR A, RILE K
REANGLHNES.

3.1. AB-101: 4% 34K NK @afes7 %k, 3B ER T RIS
IR:ZiE e

AB-101 & —#F &1 Artiva A& 4954k NK 2857 7%, 4544 CD20 $duies i
WRECgR B tafit, FAESAY B kg P ULRE| 4R AR CAR-T #9ls R 24,
Fl oA 25K CAR-T # X %ARKE., %7 e h * T L A& EARNY W,
R 3 E R RUE A 11496 97 5. 2026 EULAR #4848, AL T, &
FAE2 A 3 RAIKA IR EBL A BRI 7 £, EE% AB-101 £-25(3
F, 187 R) FehlgRan (27, B2 E). 15463 E0h24 RA &4,
3ANAFHEEE, 6 NAR T1% (5/7) 69&F#23] T ACRS0 £/%; 11 #) SjD &4
5 54)SSc EFFHLERTARMERLEE. AIEE CRS 5 ICANS ##|, L
FHZF AE R 973 R ER AR,

B24: AB-101 7857 AR EH A O Gt F Ak RAFAE B 25: AB-101 4t =F FUR M E B P EIE S 2573

RA SiD SSc¢ RA
(n=15) (n=11) (n=5) coAl DAS28-ESR sic ic
Age,y 539 336 542 > o o
Mean (SD) (11.36) (14.66) (12.85) s o |
Female, n(%) 5 I 2 » o] =
(100.0%) (100.0%) (40.0%) » o ©1
Race, n (%) : 1 ol E o i
White 1 9 3 »1 g ' ) o
(73.3%) (81.8%) (100.0%) > =T il -
Black 4 2 0 Sta w8 Mhg 5 4 Ml g g Wiy
(26.7%) (18.2%) (0.0%) Morths Wosths Wity Vit
Disease Duration, y 1333 12.2 4.1
Mean (SD) (10.98) (10.46) (2.96) SiD ssc
Disease Activity, Mean (SD) CDAI ClinESSDAI mRSS CHESSDA) ESSPRY SSEat o BRSS,
50.7 l16.1 9 ° 104
(13.6) (3.94) (;;2) 1] BT : p
3 10 {
DAS28-ESR ESSPRI ‘] 15 | . el
7.4 8.0 6 1 T 204 = os {
(0.74) (1.36) 7 3 as
SIC SSF (mL/min) n : 35 | l, 1
15.7 (7.39) 0.65 e oo LL_
(0.49) ot Mot —
Tic
21.5(5.38)

KHR B 2026 EULAR

KH#RE: 2026 EULAR
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3.2. FT819: iPSC kB F4R CAR-T, #73F BIiE& /L EMFILE
AT

FT819 & Fate Therapeutics 2 T 5% % 6T 400k R (iPSC )T 4 49 74K CD19
CAR-T s, B&RKMAA . FFHEAERAGE S, Fidid% & TA2M0R
it a7, A iPSC #ATE S % EAR%E (F A CD19 CAR A4k
NECHNSA ) B, BB HAERGFE MR A LS, MEY AL Lk ImILE
(MCB ); MCB 4k 4T ﬁ}ii%/? #t, éﬁtiéy\%%h\ CAR-T %afit., ZFite)etkfr
ARG EAf, TiEaEFHHLN. EANRBREAT "—R%AH. LRLH

", 51%4%11&%1‘51*éé;'r:ta’rkﬂrmr‘*%i?ﬁk&

B 26: AT IPSC-F & F A CAR-T I L RAE

Induced
pluripotent
stem cell (iPSC)

7 : /" MCB vial acts as
Clonal sorting iPSC expansion \w/ manufacturing *****i*i*iii
Single step 'ﬂ;'?, and selection = and MCB creation starnng material
multiplex ‘ 1,”:"" clong —»
o N

T
4l lﬂ EEE I

editing . - II
: mmmm

FT819-102 &I ¥, 2 ‘ﬂi&ﬁﬂﬁ%ﬁ’?f&zﬁ%X%‘%zﬁ%?ﬁ%iﬁl)‘ﬁo’:%wy
FT819 7457 SLE #9°T 4T, £ A RAIKIREAY. AL ILE Ay AL (12
BB B R KL R8T ), 7E B R EEATIT L, BESEREE P BINA
G (FFxI7iE), AE#ATHE R FT819 #rit.
B27: 28 AR LRI KRS L FHRTR RS F KA FT819 %657 SLE 697 T4TH

Single product Clonal master Stored drug Treat thousands of
candidate clone cellbank (MCB) inventory patients on-demand

FH kIR Fate B

O Conditioning chemotherapy Conditioning Treatment Cycle / DLT Assessment PTFU LTFU
A h Day
e StudyDay: -5 -4 -3 124 8 15 22 29
Cyclophosphamide B -5: Stop all
Regimen A or s:.::r::::ve O o Sufoty & Activi Suf
) e B afety ctivity afety
Sencamusting medication ©o L Safety & Activity Assessments Assessments Assessments
. y o Continue (up to 2 years) (up to 15 years)
Regimen B No conditioning MMF/MPA (]
e ~ apv or AZA
chemotherapy ks FT819 1

AZA= Azathioprine; DLT = Dose limiting toxicity; LTFU = Long-term follow-up; MMF/MPA = mycophenolate mofetil/ mycophenolic acid; MTX = Methotrexate; PTFU = Post-treatment follow-up

FH kIR Fate W

FEAER 16 %% EwHZ48 SLE B2 T £5 FI819 %657, F4uik
43/ SR AMKAKEEZETAR (RS 10K ), & 4% SLEDAI-2K %4~ 13.6 4. FT819
#6975, SLEDAI-2K ##4illik T, sFfasb/a#it 18 NA w;?%e*:éﬁé%ﬁ
am%%,ﬁ*,$k%ﬁwﬁk£&%ﬁ%,E%%&%%%ﬁﬁi%%&&
Rk R R F HHAKE, Ao WA AL 25%% % X & Grl/2 % CRS, & ICANS
5 DLT & &, #ARgaMHids.

A28 FIAE & ITRRE G T MREIF A29: L&H%A CRS 5 ICANS X 4%
CSLEDAI-2K Score Safety Parameter Incidence, n (%) (N=16)"2
16
CRS (Grades 1-2) 4(25.0)
5 CRS (Grade 23) 0
g ICANS 0
g GvHD 0
g Hypogammaglobulinemia 0
Dose Limiting Toxicity 0
L 0 1 S S S A A A AU Grade 23 Adverse Events (any) 6(37.5)
Months Post Infusion Infection (Grade 23)* 3(18.8)
~@- Benda N=77 5 4 3 2 1 1 1 1 1
Cy N=6635 4 2 2 1 1 Cytopenia (Grade 23)' 3(18.8)
AR Fate B W FH &R Fate B W

45 1R ik B LB 8 % A3 10 of 16
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7% B 3b N4 3 ) SLE &4, Bp 485 A b7 AL 22, k55 = (DL1 )FT819
4% SLEDAI-2K #7450 3k1F T R F694%1%. 100% (3/3) &H %I SRI-4 &,
66.7%(2/3)4 %7 52 I LLDAS 4 /%, S| fuAefBiR 328 49 B fmfie. AR R
B B0 EIE A FER. AR TR ELT, FT819 RIAARILE R4
Wity fEdE% DL S857 84 B8 F AR 7 FT819 # Rl Fh SR BRL, Ef5iX
WRARFEHIE, TEB ORI BAHGEZHNEKFHH B L HFIRE.
B30: FALITLL 100% (3/3) BF LI SRI-4 X B31: £AyT4E SLEDAI-2K #9543 T B E 691K
SLEDAI-2K Score

Single Dose of FT819 in DL1 Dose Escalation 20
Demonstrates Early Clinical Benefits without CC
- 15—
Patient | ANU-FT8I19 | PKPost | - op, 4t | LiDast < AN
Alloreactivity Infusion —_ *
< 104
1 None w
—
7]
2 None 2
3 None 0 T T i | T
EI = = = =
SRI-4 and LLDAS are shown as best overall response. - e ©° “!
Time Post Infusion
FH R Fate B W FHR IR Fate B R

3.3. CTA313: SLE BAMLABARTK, B4t —F Kz HEMNEE
Wi

CTA313 Zdbfa 4 Mt & 4954k CD19/BCMA M ¥e@ CAR-T =&, &2/ F
SLE/LN % B @ik #) A B & % /& % . 5 ¥ 326 CD19 CAR-T #8kk, CTA313 F
if & Z CD19 5 BCMA, 346 £ 5T B B TR R E M- Fi 69 B 20 i A 4a A8 R BRK,
T EIFIRFE RN B @R bR EE,

18 #] SLE/LN &4 EH#Z AHAEE, #2234 F2KF4 CTA313 £k
%677. PK #4E R, CTA313 &) Cmax #~26w #% N /ug DNA, F1iy 3Hr4: et
H A2 R, 67%49 & F A F| CAR-T #F4: 84 9] >28 R, & TiZF4k CAR-T 4k
NEEBAF Y I 5F8 G A%

EFHR 6 A~A F, 18 4] SLE &% 100%:4 %] SRI-4 4, 78% (14/18)
I LLDAS 4%, 50% (9/18) i£%] DORIS £ /%, 89% (16/18) 4% /8 %9547 4
Fl, HMEFREZE I0mgRAT. EM>6 AN 106 EFF, 60% (6/10) &
%] DORIS 4 ff. 47 d, 44% (8/18) £ I 1 & CRS, KUK 3] ICANS,
KA 3B Gr23 RTERALEMH (14 Gr3 wRAA. 14 Gr3 i £, 1 ) Gr5 A
x).

T 4ol Wik L5 6 e A BE A 11 of 16
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B 32: CAR-T @iy 36y 844 10-11 Rk 3)

4. AR CAR-T #EARL, 55 i NZM FRHEK
AR CAR-T 57 ik /2 B & JoJa s P 6916 Rt BAR ST AR S, % 3% 56 €42 SLE.

RA. SSc %i& 2 F AR R A P #6957 25 s AR, AR T AR @it ik,
A& CAR-T /£ B & % s R ARG L A A2 &5, B HMIFaTE. I RLEIN

BABOEM 352 T @R E EAH K4 . 2026 EULAR K2 H i, Rap-cel.
KYV-101. Rese-cel ¥ /= &3 ,nA T #2484k3%: Rap-cel /£ SLE &% F BRI H 45
s b K BT 45 R4 R, KYV-101 2 RA AR P37 8 & R B 48R
A4 FHR#% D, Rese-cel MAEZMK. SSc A SLE ¥ % & pE P44tk
JRISE, BARKRAE, AR CAR-T EABEIEHIEEH. mABARIA =5 R4,
{2357 BB B A 6 RIT R A2 B AW, o5 ouh 2R RFAEM P IRH

.

4.1. Rap-cel: SLE KM i7HIERE, % hLENESFRFELRIE

Rap-cel (rapcabtagene autoleucel, YTB323) Zi&4 g T H L e9¥E CDI9
# AR CAR-T J7i%, Bid PR ZREFLREAREB @R, FANLBERAA"ETE
" BAEARIEEREE SLEARGEME K. REHEEABER A LHEILE. S RA
BT IRz oA A RiE S JE .

2026 EULAR #5 11 #1 AUTOGRAPH AF 745 &, 415 6 IS ME4F L b Kot
ML (IIM) F= 6 7R i& M R R A A oA {LE (deSSe) &%, FMEETER
bkt i rap-cel. CAR-T e d 3% o9 F AL 5 ) 42 s 11 (10-28) RAf= 10

(10-13) Rik%)|, X RI ik 740 B @Riess, 20w i, 44 [IM &%
89 & BEITF LB E K&, deSSc 4 mRSS B KR Y 46%. AME,
92% (11/12) CRS, -+ 1 4] Gr3; & ICANS.

A 33: Rap-cel 24 M BAREHF, &AL 4 ICANS

10000

g 2 10001 1IM (n=6) dcSSc (n=6)
52 CRS ICANS CRS ICANS
g8 1997 Any grade*, n, 5 0 6 0
2% 10 Grade 1 3 0 5 0
23 Grade 2 1 0 1 0
22 M Grade 3 1 0 0 0
3 § 0.10 4 Median time to onset (range), days | 7 (4-8) 6 (5-14)

Median duration (range), days 11(9-14) 6(1-14)

0.01+4< — . - Received tocilizumab treatment, n, 4 - 6
30 110 130

T
-10 10

T
50

T T
70 20

Time after rapcabtagene autoleucel infusion (days)

KHR B 2026 EULAR

B 34: 10 4] SLE &# & 12 ™A M5

##HE R 2026 EULAR

FlBF, 2026 EULAR #4855 T Rap-cel 4t#f SLE i& 7 i 69 K EARL 37 2045 . 4t
21 BIXE6 A& SLE B4, HMREEHZ F R E rap-cel. CAR-T Zmfi2
B I MR )E 12,9 RIAF|ME(E, 1FM B @bty E45, BT 12 45207
AROANARE, 10 % B4 TR 12 AN A, MIELE % 9/12m, SLEDAI-2K -+
BT 12.7/12.6 5, &EINT RELG M. w2MH,57%( 12/21 )& £ CRS(Grl/2 ),
1 4] 2 2 ICANS, 1 BZ4 Al KR E MR X %5, 33%SAE (7/21), 14%TR-SAE

(3/21).

B 35: 12 A~ A Bt SLEDAI-2K P35 T % 12.6 &

Table 1. Patient baseline characteristics (n=21) Table 2. Improvements in disease activity measures from baseline
SLEDAI-2K, mean score reduction
Age, years (range 22-55 .
9e. v {fange) Month 9 (n=12) 12.7
Female sex, n (%) 19 (90.5) Month 12 (n=10) 126
Years since diagnosis, years (range) 1-31 UPCR, mean % reduction
SLEDAI-2K at baseline (range) 6-26 Month 9 (n=11) 69
Month 12 (n=9) 69
Follow-up: Anti-dsDNA antibodies, mean % reduction
Duration, months (range) 4.1-20.9 mom: 92)(“‘123) :9
<6 montha, n (%) 2(9.5) Con:);:err:enincgl;l r)nean % increase 2
o . o i
6 to <12 months, n (%) 9 (43) Month © (n=12) =
12 to 24 months. n (%) 10(47.5) Month 12 (n=10) 53
. . L dsDNA, double-stranded deoxyribonucleic acid; SLEDAI-2K, Systemic Lupus
SLEDAI-2K, Systemic Lupus Erythematosus Disease Activity Index 2000. Erythematosus Disease Activity Index 2000; UPCR, urine protein-to-creatinine ratio.

KA RIE: 2026 EULAR

5o FiE E XX 0 S Ak

KA R IE: 2026 EULAR
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42. KYV-101: RA FH#ERF, BAGSETHENZMTRHE

KYV-101( mivocabtagene autoleucel, miv-cel ) & Kyverna B £ &K 452 AR .
A& CD19 CAR-T 77 7%, K CD28 skt #, § @i k42 I CD19
FatE B et ifR B AR R B A% ETE. KYV-101 438 A L4428 F 2026.05
) FDA #2 X NDA.

2026 EULAR 4K 7 KYV-101 4+xF ACPA Fat4. 74 57 #5464 RA 4 COMPARE
B 1 E1%k4E. AR 6 BI7ESIE RA &4, B F AL AER R E, v/
BT 6.5 KA MH F RFed) 4% DMARDs 7657 A K., FHALEE, &4
Z ¥R 1x10°8 KYV-101 CAR-T @mfietiriz, mKMipataiL 52 B, 4 REF,
KYV-101 251 B e B AR 42 B dg 3 I T %+ B & R M4 CD19+ B 4m it Ao 3 & tm fien b
REER; RN, BalEds iz it B alif i Bs B ek, ®BE
AR BN SEEE G

F7 T &, 6 5] B A B IR/ AT HOR Y AKT KEEME, LT 66.6%

(4/6) 89 &EH £ F 36 FliL3) ACRT0 %, /& TiRZHELENKTF. sk, ACPA.
ERGEE T IgA F= 1gM FRMBAAK O & ik B4 T, RRKTHEFE 52
JB, kIR AR SR A FEURG . A, KYV-101 BARA LM BAT,
AR E| 5445 CRS 5 ICANS.

4.3. Rese-cel: RPLX/SSc/SLE % &itit, Bt Al RH&
Rese-cel (resecabtagene autoleucel ) £—3k 7 Cabaletta Bio B EAFAL 49 A4k
CD19 CAR-T #7i%, RAAAR CDI9 446742 4-1BB a3k, 1A T
B H % FRbE 5. Rese-cel VAR . 3R T 4424 643 ks iz 7 Xat4T, CIERf
fedpbiiz . TR AR ERER CDI9 fadmit, BiFAERELAEAL, FTARA
#9115 KRB

JE UK BAA PR B AAEIRG ) F, 80% (8/10) 44 &% TRt T A 3|12 M A7)
FB2L 5, -7 Rese-cel f£NLK AR X 3E M JE T B &40 #0649 57 Az 5.

A3t SSc B, EATR IR A AR R SR Y MEGE LT, EBE R KA
23R & 92 7 B 3 ILEAR LS, 4R HL AT AR B R AR AL R L, B &
EN T Rt RS

43t SLE, A 12 /MNAMGHFENEET (n=8), 75% (6/8) EIHFLEAFH
23R %2R AR A T £ 2] DORIS A%, AKIL 43R 69 R im & 3h B A ) A KB %,
AP E R R B IMEL, AR E @, N8R T 2026Q4 B3 SSc EMAFR, I
i+ T 2027H2 $2 XX MLE 4B X BLA.

4o ik E L ZE 6 R B E S 13 0f 16
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5. FAu#7¥e L AT AR IR B aTARE ST Ribin

5.1. Dapirolizumab Pegol: CD40L #£ 44t} SLE A ERTLEK

SR AL

Dapirolizumab Pegol ( DZP ) & —3k & Biogen/UCB B&-&~7F & #4 ¥215) CD40L 49
¥4, @iddpa] CDAOL A5 5465, TR ZIUR B @mIeEA G & k™A .

FE 1R FIHE (IEN) oub. H35 T @i APC #980EF 4.

11 #91%& &k PHOENYCS GO #t#E %8R, 315 &4tst+ €& SLE &4, # 2:1
MALELE DZP 24mg/kg (Q4W, IV) +SOC & PBO+SOC J677. ALK g E A
>7.5mg/ R E A F(N=156), 24w & B E<7.5mg/ R N F-HF 4L 48w 9 & & s,
I 28 5 2t B 2E 68.6% vs 43.1%; A E M E 49 EK T, 48w BICLA LA % 44.8%

vs 25.5%, SRI-4 2 &% 51.4% vs 33.3%.
A 36: Dapirolizumab Pegol Z¥F R EH F T RIS BICLA 5 SRI4 g &%

Difference (95% CI):
23.1 (6.7, 39.4)

_________

i
70 68.6 1

i
60 -
50 - !
43.1
40 -

30 4

20 -

equivalent, alongside other outcomes (%)

10 4

Patients who reduced glucocorticoid dose from
>7.5 mg/day to <7.5 mg/day prednisone

B ozr+soc (n=105)

Difference (95% CI):
19.2 (4.2, 34.1)

TTTTTTTA
'

44.8

PBO+50C (n=51)

Difference (95% CI):
17.2 (1.3, 33.2)

Difference (95% CI):
18.3 (1.9, 34.6)
A

........

62.9

Reduction and maintenance of low
glucocorticoid dose

Reduction and maintenance of low
glucocorticoid dose and
achievement of BICLA response

Reduction and maintenance of low
glucocorticoid dose and
achievement of SRI-4 response

Reduction and maintenance of low

glucocorticoid dose and remaining

moderate/severe BILAG-2004

flara-frea

FARIR: 2026 EULAR

5.2. SHR-2173: IFNARI1/TACI #ifk kA& & AT SLE 577 %
SHR-2173 1B E 25 A TAHTL 49 IFNARL/TACI Fuikekbo-E G, o N E FLB
I BT E @ 3% % BAFF/APRIL A~5-49 B @fit- & Fuikidsk, @it % .5 Kok

B -F R SLE 49 % KAZ S 5% B AHUH] .

2026 EULAR & =7 SHR-2173 4% SLE &9 1 #0\6 JRELIE, 4T3t 30 #) 5K 4
764 SLE B4, &A1& 5] 5 A S1RA A 100 mg (8 #]). 300 mg (12 4] ) & 600
mg (10 #]) =AF &40, & —k (QW) K TFiE4 SHR-2173, F% 0 & (W0)
ZH% A4 (W4) BRESLH SR, AALREHEMET 12 8. 85, &4
B E d ik £ 7R E G (IgG. IgA. IgM) KPR IGS #4069 F A% £
H 4% SLEDAI2K > 6 ¢ &% F, ZiF AL & %Ik SRI-4 R AFX 69%,
SLEDAI-2K. BILAG-2004. PGA % UPCR &3547 A A XY EHS Fea4%. #f
AR A6 AR R R FEM (TEAE) ¥iiad EAH £, RAIEMIG 2ot
5, SR FHRIEL I TEAE; 100 mg. 300 mg = 600 mg £H 49 3725 44k

(ADA) ZAEZE 554 37.5% (3/8). 33.3% (4/12) #10.0% (1/10).
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GUOTAI HAITONG SECURITIES

A7 b 38 AR

B 37: SHR-2173 -2 5 4t/ 3t 12 B M7 LA BT 7]

B 38: Z-irHLEf 1] 5 G4k SRI-4 K& %X 69%

10 SLEDAI-2K 15 BILAG-2004
Multiple Ascending Dose (SLE) %‘ g 310
4 ;¢ ;s 1;2{_| -
2
4 600mg ol I
12 16
3oomg g Time (week) Time (week)
=
(=)
100mg A SHR-2173 injection 22 0 FGA g 10 Lz
e B
W: weeks =220 — 20.8
Treatment period Follow-up period £ % [ £sS
i 1 3 h 2840 s 806
o= =2
S E.60 g 04
Fl s&€ o0 4 8 12 1%° 0 a4 8 12 1
WO Wi V$2 V$3 \‘//‘Vl4 W16 = Time (week) Time (week)

~SHR2173 100mg _ — SHR 2173 300mg_— SHR-2173 600mg
THRR: BREHAIRT

FTob kR BIREHART

5.3. IBI355: HANE = CD40L ¥e b F 454t st T IR A 4235 4% PoC %
#

IBI355 RAZ ik A W § THTR 69— ¥ew CDA0L 93" 3. 2026 EULAR L
BT IBI35S 4Haf 30 4] FIREAAEE A 49 1 s RAT R R, & 4 B #HIRiESs—
K IBI3SS (Fl=4# 4 7.5 mg/kg. 15 mg/kg 2% 30 mg/kg ) R2AEH|, E4:4525 12
B, MUE#AT 12 B8y, Ak, IBI3SS ik .8 F 6% RESNEKR
£, % 16 B2 AE ESSDAI 14 3 ANF 245 /R mi L XT3 A
-0.29/-0.50/-1.50/+0.40, RILAIEF 89 H] ZARMUMEST L. 24 MA, IBI3SS A5 %R/

FZAEY AR AEs R A FA Y, RPN ALAESERREN (SAE) RLT.
B 39: IBI355 £8.5 S-REA|409 %4k AEs £ 4 A0 4 B 40: XI48 ESSDAI #4452 & TR

Table 2. Summary of Efficacy Endpoints at Week 16 (Cut-off Date: July 25, 2025}

IBI355 IBI355 1BI355 Placebo

Table 1. Key Safety Data (All Study Periods up to Week 24; Cut-off Date: July 25, 7.5 mg/kg 15 maikg 30 mgikg (N=5)

2025) (N=T) (N=8) (N=8)

IBI355 1BI355 1BI355 IBI355 ESSDAI of all patients’ 0.29 0.50 1.50 0.40
Placebo (1.799) (4.375) (3.625) {1.517)

N (%) 75mgkg 15mglkg 30 mglkg total (N=6) ESSDAI of patients with -2.25 -6.00 -4.67 -0.67
(N=8) (N=8) (N=8) (N=24) baseline ESSDAIz52 (6.076) (©) (4.163) (0.577)

AE 6(75.0) 7(87.5) 6(75.0) 19(79.2)  6(100) ESSPRI' -1.03 -1.50 -0.89 0.76
AEs with rate > 10% in the IBI355 total group (PT) {445 (260 {1291 {0:E58)

U icail 19G, %* -1.22 -12.98 -10.98 8.47

er respiralol

B ) ‘_" o 4(50.0) 4(50.0) 4(50.0) 12(50.0) 2(33.3) 8.581) 8.403) (8.148) (7.599)

tract infection IgA, % -12.76 -10.46 -18.49 7.36
Hyperiipidemia 3(37.5) 1(12.5) 0(0) 4(16.7) 1(16.7) (9.813) (12.819) (13.017) (8.995)

AE, Adverse Event; PT, Preferred Term. laM, %2 17.98 -16.46 9.24 058
{16.118) (11.761) (23.533) {(11.433)

RF, %* -15.83 -43.05 -36.71 21.98
(31.495) {29.747) (31.363) (28.382)

Fo#R R 2026 EULAR Fo#hkR: 2026 EULAR

6. A&4Rw
BA BT, B LR AT,
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D BFRBEIERF 470138 A

A LA F BiE B QHOR HIEFR T EH L5 T4

247 )% 5 BR

Ve BA b BEA LRI T 4 HEA T Pk A A8 S 69 F L EAERE ), PRAIEIRE PR B3B3 R LR E, S A5
A TR B IRM, KBS FWOEANE TR RNE, HREZ . EWANE, SRRLIEME ZFHRERY R, 4
LFEER,

KHEHA
AR E S B IE S RAA TRNE) AT AR “ARNE]7) RREPARA . A8 R BB AKE] ARE R A AN E) 6
BREP . AREAEAN K EAEFT OO T LK, A RBAZT &M LK, MR BRAEFT) 4,

ARRE 1 SRR T LT Tk, ANE) 2L F15 G e it AN RT 1 RETIRIE, AIRE PR TAT. LA
AR BR8] TR AAIRAE S B e FIB, AIRE PTG 09 IE R RALTAT ) 4948 . MBI TOMNTT ATk, AR AR A B
A RIURSE . AR B, ANE] LS RIRETBIA. AN R —HEGRE . AN 8] RRIEARIRE FT o135 SARFF AR
RE. BB, ADE T ARE TG ET AL B Ity 51 THBSE, BAH L S AT RIZADR 09 BT RS

KA FAR IR IR ST R TESAHIE P, FHRE P AABILI, EAETHLT, A 915 XA RR M E LR
M AFTAERT AR LR, BAEATHOL T, Aa) . Aa) f§ LR AR TRERFH — KA, FEEFH > FHIKE,
TR A B AR o 61T P FT S BT & SIS, A 502, S4B LA (AT R 5 AN |
A8 B T RA KM X.

Aoon8) FIRAE & T8 B3GR MR —A RS MR SRITRRBEIMZ R 912 sy, Bk, ZFH M EE, EEEFTHHELT,
A 8) B P S TAHA T M 1 o FR ) 400 ) B AT 0 3E A ST AT IE A TR ) , 47T b i 8 0 8) S A 4
BURBEERARAT. MR S ook = B FA0 £ IR S, Ak BT oL T, Al 60 R LT fedntt AARS PR E 64 A5 T

THH R, HRE LR, T R ARIREAE A BT R R E—SH AL, T REAARRETARK A TeHI. Ak
T, WA BR, BT 540 F AT SRR,

AR B AANE] AT, R B BET, (AT T ATIRMERT KB LA K RKG A dodeig A a] Bl & 47 5]
M. FA, BEAKGEANEA, FEWBAD “BEABLEARL, BREARES AT SR EM A . B A0
7.

35K ) SR SR (AT WA “HAU” ) R ARA, T @A A A AT A A . B R AR SRR R
H B BT A I B RRA Bt 1E SRR TG RIS P RAIEAR, KRS T A 8 A LR P AR R A
BRG] RS R T HH AT R A AL E P B AR SR P A B3 R TR A R AE,

P
TR LA
FA B LB ATA PEges Aazt IR 300 #530K S 10%0A £

AR B H P 2R B A AT LT, - - - -
LR FAxF IR 300 FEARMEAT 5% ~ 10% 4]

%ﬁ%iﬁé%uﬁﬂm%ﬁ%&%%% W B AR W AART P I 300 F5 KM AT-5% ~ 5%
BARKE, RELHF DG 12 /A AeGE) : — _— o i
B (SAT L) 89 RkhBAant R 4) 7 ik AR IR 300 BT B S%k L
IR 300 F6 5K BN A AR, P *FFABRAK T 9 AIE R F A L
e RAILE
BH B R 5% F PR 300 454k
AT L FP A Gk AL PR 300 45555
B B R 55 T PR 300 #54
B A8 iE KBTI PT
ik LT EHER T LA 888 & B4 200011 W75 (021) 38676666
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