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1. AP DR R A

WAFF TR ( BsAb ) FRR I etk , o1 [ BF iR 5 Aok A
FAP R 7] 84 B Ao R AL, FF TR B4R ] 6915 538 B L R A HAE
Flo RIBER R LEA TR FE DR M ETA 2 k£ 8 Fc
Jr B RAF F SR (19G-like WAFF MUtk ) 574 Fo Jr &
B SRR F PR ( non-1gG-like SRR -4 FoAk e

19G-like 34 FtEdutk: 19G 4 BsAb # Fc #4-, EA Fc
ANFH R TR, AP AR M 20 R A5 84 2 5 4F A ( ADCC ),
AR B 20 EAF A ( CDC ) Ao e AR AR 3 i 20 AL 5 04 20 L 7
AR ( ADCP ). H-FEHMxT# KR, L Fe3faH B T4tk #
W A S i R AR R 119G B BsAD Axt TR K,
H Fc #5-5 %4k FeRn &4, Mm T otk i 324, ki
%5 #) £ F 6,4 Triomabs/quadroma. DVD-lg ( dual variable

domain Ig ). CrossMAb. Two-in-one IgG. scFv2-Fc.

Triomab/quadroma DVD-Ig CrossMADb Two-in-one IgG ~ scFv,-Fc
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non-19G-like Z4¢ F-PEFuddk : 3k 19G # BsAb #k= Fc Jr k&,
BB PUR LA N RARBITARA , BB R ERE. 5 T4
aFEAENE . Bt FERCD, IEMNBARYSE
WA, BB FRE G k. XL BsAb S X, £
4,4+ TandAb ( tandem diabody ). scFv-HSA-scFv. BIiTE ( bi-
specific T-cell engager ). DART ( dual affinity retargeting ).

Nanobody .

TandAb scFv-HSA-scFv BilE DART Nanobody

P

2. AT B s IRAEH

BsAb 5 i@ frthA st m T — AR FUR AL, JE
BT T ERILE T AT

v NFRIZ LA R R SR AR —ANE R
AR FIALH| A5 STk DR A, WA IR PR BSR4 6%
Y —FS58IRESE, F—F5 B LMATTIRE 4,

oA T LA AL, IR A M A
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BAr B2 A LT 2 ANRAF F SRS R AE TR AN
%), Trion Pharma 2 & 7 X ¥ catumaxomab f 4% #e.va A 78 % & it
J7. EpCAM A= T ZHAe % T %1% CD3, il Micromet 2 & 2 Amgen
28 JF R #1 Blinatumomab ¥ 2 [F] B £ & CD19 42 CD3. = #f

TR BRI B E AT A, AR AT MY SE & B 8,

Expansion
Teel 29583 5

° o o\ \Cytokines EoCAM m

e T e e © Tumor cell

? o :
\ Cytotoxic granules
i m ) g

Tumorcell o o - T el
/ -
: N g =% Co=stimulation
~ O :Hk
- { FeR ;
v z Accessory cell
A j
T cell - v
P " (_ 0o
Tumor cell RN
€ ) Accessory cell ACEY ccm
(-) ., =
- / ', LI ® @ ADCC
~®7 Catumaxomab o Tumor cell o ¢

Apoptosis

V REes Tl RERFORERNTIE, ARPE
W2 7] L5 A e B, TR A 518 94 R AU F 1 Stk 55 —
AN FEAEFIALH] o« % AR 2K Z B KB ( receptor tyrosine kinase, RTKS )
R IR KW — R EERR AR, JE S0P A AR o K AEE R T ARA
An Her k4. RTKs £ MMLEE % Rk, FBME M

ReLBAE A, B AR AT B EE e b . 4Eat RTKs o #de
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B ESUA CAE MR AT T ARR R A, AR R, BB AT
VLR I A AE 518 26 A i HER FAK R 8 & BOF FUR R 2 4]
H1 )R 2K IR = JRAR B SRR 45 53 AT S T i o IR MR R AR
5 R P PR 25 4 7] B TRLBT B AN 2 AN RTKS B LBLAR, T 2R
Ji 7 tmRELL R, X 6 T UK

vV BEERRE. utl RS AR
IR RAIUR 2 T UL AT FIAUR B4 5, BANLR &4
A ERR MM AT 2 FIUR, T AR ROY R okt LA

W ANt Ande i, TRRALsR S BIAEA

v R BBARBITRAR: WL BITE A4, 554 bie s
LR ER . AR MAMAKE . SRR Al IR R AT @
AWEHBRITF N, WRRHEZE . FANEEANETE, B
F 3897 WO T A E] @ Hotk iy 100-1000 45, A )& S AK
BT AR R 1/2000, B F ARG 8 7T R AR At T 8497 &%,
FRF TP FOAR B R AN AL T TAR T 7 N8 20 BR AR T

3. AT A PSRRI T & T &

AF T VPR B ] A A R R IG Ak, ALFRER, &
B H &% k. E2 DNA HARZ B A H] 4 BsAb 1% H & 2
BIBR .
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v ALFARBRE: 2 kR M AT L 80 FFR, R

R AR I BB ( AR R =T R BT S . N-3EFABE-3- ( 2-mhed
—mdk ) MR —AURBLAR T B ) H A AN TEE 196G B A A
F(ab)2 Fitk Jr BABBK K —Fb BsAb, AP iE Pk fiife, BR2R
Sy AR HOR B A ERAL AN T 5% v Pk Vi 1, B B SRR R S B g A

1 A B MR A T

V RERBErA . ARk A i R 2 AR &

R 2B LR AR e T 2B AR, PR 5 B HLAY A 2T U sk

B8

SRR 2R | T A A BT W AR ROk IRT R B 2 R
mpe, wokIRE A 2 4R 2 FrAR 4T, MK A AR
FAALLE A Bt 77 S R 7= 2L A % 0 BsAb A Al A 4 39 77 %
B BAF FEPURTEALIE UK, 2RAK, 182 BsAb M7 PEFT,
PARLEA LEAE . A Konck-in-hole H R T LLA 2R & 5 iR
PLARPUAR E AR LAY BT B HER o ] &0 R R — APtk i 4
CH3 [X 366 (L ARE D7 AR REABRERNE AR,
KR HT BB, W H— NPk EHE CH3 X 407 f2dk
W EBARARTREUDW 7 A8, MR “G” B8N,
AR “Ha” LEA Y A A TR R S LR AP R R B E 4% 1A Y aE
A 2 AL AL AR BRI A X A2 3T e A AR 5 o B A M AR R
RORME, ERA8m xR, LR EE, ElaRA L
AR H 2
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I9G1 (mADb1) IgG1 (MAb2)

- @t {;9
Heoavy chain
(specdicity 1)
1‘22 Y

AA change creating a knob (Y) at position AA change creating a hole (T) at position
22 on the CH3 of the H chain of mAb1 86 on the CH3 of the H chain of mAb2
bispecific 1IgG1

Light chan

Heavy chan (specficity 2)

Heavy chan (spechicty 1)
CH3 with tho addtional engneersd
hole (T) at positon 86
vas>'r

CH3 with the addtional engnoerod
knob (Y) a1 position 22

TZI)Y

major fraction (92%)

v ERTRE: A LR TR RS &4 F SRR B )
B &7 ik, W] &R 2 A R TR RAHMES AT

A
HAT AR TAE 77 0 0 3k, MUK 2 A0 T 300 B P Btk .

4. SXAFVEPARTE BRIE VB IT I WK BLIR
B A —ANE BN IRt T 8 SAF -t itk catumaxomab

( Removab )4z % —ANfE % B R4t L7 #4 blinatumomab( Blicyto )
FHER, A AR F AR B #ATIE R R, HE S8
WAEF AR T IEATE WG AR BT AN B, LK ER A &N

PR B ) S Btk A0 2 AE T 38 77 AT
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Catumaxomab

Catumaxomab ( Removab, Trion ) -F 2009 4 iE X 3545 EMA
BORERN B, BT 67 B (RS S
W —Fb I RIE ), KA AIRE — AN LT 0 B P fetk. FE 11111
HBILF, MM catumaxomab BE T T F R A iEF AT KL
JEE 55 i W A i i), RV T MK AR A AR, S B i 25 E OS
B, RELARBRR AR, B, RebdofffE. B AT
SEAEBATH Ve SRR IS L 597 9% . B J% 4w LI . Catumaxomab
R —No-FEAE 150kDa =3 fE #h itk , i —Ne i 7§ EpCAM
#- R 1gG2a fe—ANderm CD3 e # KR, 19G2b #49/K, [ B i fiE
Wit Foy ShRF B, EvEmin. EARBALA NK 21
R BT DR AR RE42 ZaEZ AR D KA 45E, @ quadroma

( hybrid-hybridoma ) #4177 X, ¥5-%) k35D B A K RAutkdr X
I AT IR BEA, AT B Fl vk Triomab 34 F- 1 oAk AR
Ay R AR KRS TE R Ze ST PR SR G AE BT Ay HiAk,
#1773 R TR D R K RS TR Utk . & 7R Catumaxomab &
5 — /N TR AR R Utk LR B LB R R B R R TR
T, EZARILIE Triomab Sutk & 4«47 T LR F RSk ik

Sy AW IR L o
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Blinatumomab ( & 4yet ¥ 35, )

Blinatumomab -F 2014 3F 12 f| 4 A 3k4% % [ FDA ik, Al
TR RRECATAR A4 B WS ERE HA0 G .
Blinatumomab ® Micromet 2 & ( J& 8% Amgen 2 & ¥t ) FF &,
A Al DNA F 28 H AR ] &0 —Fb B 1% 0 455014 BITE,
BT —4 2 R e e Mg i A T 2ok SR 0 PAT 5L
e Bk b o & K& A R, Blinatumomab 34514 de ) B ZEA0
k@R CD19, FmT4FFis A T mik @4/ CD3 A
Bk T ERL. B A E I B AR AR TR, BITE #94-F

40 (55-60kDa ), B HFEMAEUL., Fot BiTE $:2 Fc &
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R i IR AR . 15 RIR S .42 B Blinatumomab BP4E 7E Rk
WAERAFET, RATURKEE T WRFFWRMNE, L&
EH R BRBE B MR ALL B804 0S. % L
BRI CLFE R B, T8 AR P 20 AL R Y A S B P A
B TR Fo Jr 8, BITE Juthn-F o4k M T HIRAE, XA
18 B B B S AN AR SR 2E B . 2017 2F Blinatumomab
AR E R 1.75 /2% 7T (2014 3F 300 7 %50, 2015 4F 0.77 4L

#5.. 2016 4F 11542 % 0 ).
mAb anti-human CD3

T-lymphocyte
- CD3 receptor

4 N\
Bispecific antibody composed : T .
from two single chains “ T-lymphocyte actlva:uon “ B_Ilnatumomab
(Bispecific T-cell Engager) “ " Binds cancer cell
and T-lymphocyte
\\ // ® CD19 protein

on cancer cell

surface
Cancer cell

mAb anti-cancer cell CD19

AL B F- M Ptk
BB 2 ASRAF -1 So AR EEAE I & T 78 97 BF 78 i e BROR,
I, REEMF S 04 CO3BRLEALSE (FATEE T MmAE M

moj W), B — A& A A LR

£

CD19,CD20,CD33,CD123,HER2,CEA, % ¥ A5 GD2, PSMA,

gpA33 &4, F4b, A —RIUEFMHAAN : HER2 + HER3,
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IL1o+IL1B,IL13+IL17, IL17A/IL17F A= CD30+CD16A.

Mame Target Disease Trial Developer
BiTE (bispecific T-cell engager): T-cell retargeting
Blinatumomab, AMG 103, MTI103 CDI9 + CD3 Acute lymphoblastic leukemia Approved® Amgen
Solitomab. AMG110. MTII10 EpCAM + CD3 Lung, gastric. colorectal. breast. Phase | Amgen
prostate, and ovarian cancer (completed)®
AMGILL MTIII. MEDI565 CEA + CD3 Gastrointestinal adenocarcinomas Phase | Amgen
(completed)®
Pasotuxizumab, AMGI112, MT112 PSMA + CD3 Prostate cancer Phase 1" Bayer
AMG330 CD33 + CD3 Acute myeloid leukemia Phase [¥' Amgen
AMG420, BIB3&909 BCMA + CD3 Multiple myeloma Phase |* Amgen, Boehringer
Ingelheim
Quadroma, Triomab: T-cell recruitment
Catumaxomab EpCAM + CD3 Malignant ascites Approved®! Fresenius, Trion
Ertumaxomab HERZ + CD3 BEreast cancer Phase II? Fresenius
FBETAODS CD20 + CD3 B-cell lymphoma Phase 171" Fresenius
DART (dual-affinity retargeting): retargeting of T cells to tumors
PFOG6T 1008 P-cadherin + CD3 Solid tumors Phase |* MacroGenics, Plizer
Flotetuzumab, MGDO0S CDI23 +CD3 Acute myeloid leukemia Phase I¥' MacroGenics
MGDOO7 EPA33 + CD3 Colorectal cancer Phase I* MacroGenics
MGDO0S B7H3 + CD3 Melanoma, colon, ovarian, prostate. Phase IF MacroiGenics
pancreatic cancer
MGDOI0 CD32B + CD79B Autoimmune disorders Phase I® MacroGenics
MGDOI |, JM|64052781 CDI?+ CD3 B-cell malignancies Phase I15* MacroGenics,
Janssen
DVD-Ig (dual-variable-domain IgG): blockade of proinflammatory cytokines
Remtolumab, ABT 122 Ilee + ILIG Osteoarthritis Phase I1* AbbVie
ABTI65 DLL4 + VEGF Solid tumors Phase |* AbbVie
Lutikizumab. ABT981 THF+ ILITA Rheumatoid arthritis Phase II* AbbVie
SAR156597 IL4 +1L13 Idicpathic pulmonary fibrosis Phase Il Sanofi
(completed)®
GSK2434735 ILI3 + L4 Asthma Phase | GlaxoSmithkline
(completed)*
CrossMAD: T-cell recruitment
Vanucizumab, RG7221 Angiopoietin 2 + VEGF Colorectal cancer Phase 1l Roche
(completed)*
RG7716 Angiopoietin 2 + VEGF WWet age-related macular degeneration Phase II* Roche
CrossMADb: targeted apoptosis
RG7802 CEA + CD3 Solid tumors Phase I* Roche
CrossMADb: two-ligand inactivation
RG7386 FAP + DR5 Solid tumors Phase I* Roche
TandAbs: retargeting of immune cells to tumors
AFMI 1 CDI9 + CD3 Non-Hodgkin's lymphoma Phase I¥ Affimed
AFMI3 CD30 + gpA33 Hodgkin’s lymphoma Phase II* Affimed
Nanobody: blockade of proinflammatory cytokines
Orzoralizumab, ATMN 103 THF + H3A Rheumatoid arthritis Phase II* Ablynx
ALX0061 IL6R + HSA Rheumatoid arthritis, lupus Phase I1I* Ablynx, AbbVie
ALX0761 ILI7A/F + HSA Psoriasis Phase I* Ablynx, Merck
Manobody: blockade of bone resorption
ALXOI14] RAMKL + HSA Postmenopausal bone loss Phase I* Ablymi
Manobody: inactivation of two proteins
Bl 1034020 AR40 + AR42 Alzheimer's disease Phase I* Boehringer Ingelheim
IgG assembled from half-Abs: inactivation of two proteins
BITS7201 A RGT990 IL13+ILI7 Asthma Phase 1* Genentech.
Movimmune
IgG assembled from half-Abs: hormone mimetic
BFKBB488A, RGT992 FGFRI + KLB Type 2 diabetes Phase * Genentech
scFv-Fc-Fab fusions: inactivation of protein ligands
MEDI3%902 Psl + Peryv Prieumania Phase 11® Medimmune
MEDIQ700 BAFF + BE7RPI Lupus Phase |* Medimmune
MEDI7352 NGF + TNF Osteocarthritis Phase * Medimmune
IgG fynomer: inactivation of two cytokines
COVA3IZ THF + ILITA Plaque psoriasis Phase I/IIF Janssen, Covagen

Motes: From more than 130 clinical trials of BsAbs, registered on ClinicalTrials_gov, at least ten were terminated. Data from references 2, 6, 9, |3, and 51-53. Developer
headquarters details: AbbVie, Lake Bluff. IL USA; Ablynx. Ghent. Belgium; Affimed, Heidelberg, Germany: Amgen. Thousand Caks, CA, USA: Bayer, Leverkusen, Germany:
Boehringer Ingelheim, Ingelheim, Germany; Covagen, Schlieren, Switzerland; Fresenius, Bad Homburg, Germany; Genentech, South San Francisco, CA, USA; GlaxeSmithKline,
Laondon, UK: [anssen, Beerse, Belgium: MacroGenics. Rockville. MD, USA; Medimmune, Gaithersburg, MD. USA: Merck, Darmstadt. Germany: Movimmune, Geneva,
Switzerland; Pfizer, New Tork. MY, USA: Roche. Basel, Switzerland; Sanofi. Paris. France; Trion. Munich, Germany.
Abbreviation: EpCAM, epithelial cell adhesion molecule; Fe, fragment crystallizable region; Fab, fragment antigen binding; scFv, single-chain variable fragment.
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ALk e IR I DA Bk . FE NGRS T 767 I 78
W AF F PR, 3R 8 ANl RIRIAM At .

Name Target Disease Reason Trial

Catumaxomab EpCAM + CD3 Epithelial cancer Not provided Phase I; NCT01320020

TF2 CEA + HSG Metastatic colorectal cancer New study designed Phase |, NCT01273402

COVA322 TNF +ILI7A Plaque psoriasis Safety Phase I; NCT02243787

FBTAOS CD20+CD3 B-cell lymphoma, chronic lymphocytic leukemia ~ Medication no longer available Phase I; NCTOI 138579
(in combination with denor lymphocyte infusion)

4G7 x H22 CDI19 + CDé4 Refractory (relapsed) non-Hodgkin's lymphoma  Toxicity Phase |; NCTO00014560
or chronic lymphocytic leukemia

Ertumaxomab  HER2/Neu + CD3  Advanced or metastatic breast cancer Change in development plan Phase II; NCT00522457

Catumaxomab EpCAM +CD3 Gastric peritoneal carcinomatosis Not provided Phase II; NCTQ1784%00

Blinatumomab  CDI9 + CD3 Relapsed (refractory) B-precursor acute Study had met primary end point  Phase [ll; NCT02013 167

lymphoblastic leukemia

Note: The ClinicalTrials.gov identifiers are provided in “Trial” column.
Abbreviation: EpCAM, EpCAM, epithelial cell adhesion molecule.

5. B A3 M bt K 4 Ak

A T AL, B P B BT F P SOR BT R 4 ok S
19 %, £FEHad 3R, M hREWR. AHESR. i
AIEZG A, LA F] 16 R, 0 F A KRR ZA R &K 40% ).
KPR EWR. FNETA. BNEL. FMREH L. 7
MAEAE (Geftd bRk 20% ). EGE A4, LR 5K
(BEBEZHFNF ). LA TAY. LiGERERE (AT
A BRI R, LTRAREY . kTR RINARAK

A, PR AN, SUNAFRR.

RAXZR: AEAR—FZLFNAFAYED g T
R Al . AR Lk, A ZAE—ANdREAH, $2
EXR A LSS5 EILHFHAN. COE MHIELT, AZ
A BEFRE “EHH E LA HER2 An CD3 AJRALIAF 1441

1£” (M802)An “7E 4t & 403t EpCAM A CD3 AR kA WU 5

11
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MHAR” (M701), 50%-F 2017 59 A 29 H A2 2018 -3 A 6 H

RAT I PR -

KA T FRAWE: FEEWBERNZT 2009 5F, & "BHRT
AR F RRR A B E ) . LFAm Aol s B A B
T AP I8 R I ARR ) KT HIFFR 2= kA, B EHRH PD-1
EIAT AR SN E A =R 2R AT s At B 42 PD-1 47 R £
¥ o+ M 4 4%, € +# PD-1/CD47,PD-1/IL-10,PD-
1/VEGF,CD47/VEGF %4, 3+ PD-1/CD47 ( HX009 ) H #T E.5¢

R IR, AR T4 P AT K AR, T B 4 of IR AR I R B

7% M B 7 3% : CRIB( Charge Repulsion Improved Bispecific )
TR T A O ERE A FIEIRT 6, AT BN ER
BAy, BIAA AT RAELRR Fo S MR M40, X
K3m Fr = RARTLIRK b JLR b B, TEAF ) = RARITLIR, A
BB AR F TR T R B 8. BRR T AR &
1A EAARAIT HER2 M 4F M Futk” &-F 2018 5 4 A 10 5

RAFWRBLE 7 ANEA £ ANVAFFFLAR LTl R BTAT 2

AN RAY : 15 XA NS 2B THE M HAT. B F—ik
W1 v 2 M) 2 B o AERAF FUEFORAI, fRii A S Rk
. ALRIB AR, IRAF A Z AL FIT-1g F & HRM 23K

M, &R L4 IBI302 £E M a3 b 8 57 & FARE 517k . 1B1302
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W BT 897 2 F% AR IR BE B g A SEAK TG, 3T 7] B PRI R g K AR
Ao R BT mAE S, RABAFARBVRE, DERTIA

BT AKF

BN EEH L. REHLRTF 2012 4, BRI FHAKIT—
A TG IT YA W7 B STARBOR W £ M ] 25 2 7 o 2 5] 0 25 40 0 3T
& “HAEBHEIRBR” BAR T AN IR YR G B R
HE : An T R 76 97 1 Bt i $e16) &2 18] Ao An {32 18 oAb 20 M T K
WK, BRT, REHLEEESLT HHEY. KT
B IR, REAR IR T MR R TE T ik, O
AE AR IR AT TR R #0081 S SRR M A, LR R SR LA
VAZE IR PUAR I B HE 8 0BT 5 P 2 A S B PUtA ™ i 2k

FMEAT: WAFEAUMNE BRI ET HRSE &
hEBERFE BAT VGRS  EF L 50 it bk .
A E VAT B A E, BRSO B AL E A, A E
R W1ETRE 2 KRB BE W CD3/CD138 BIiTE fE KT L&

LT B RETE B ALk A A AEA

LR EAY: B R—RUTT R B IT R £
R B AP, R TR0 U Sk 25 4 Ao Ak 6 T MR
8 R S 7 A, AR E R — iR B AR AR 2 4

IR BART- 6 BT EBENTIAREMTL. 5B
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CHO #mAetk o #4338 208 I7 M SR A MITE M 89 2 AR,
BT BB R R AME L 2 ) E A PR TR
ABAL, 1S005 3% Bk iE Sk 4 3 B AF AL, 1S003 U4 F- 37

IG5«

LREERE: AEAKRKMEEESS XARFRANRT
2009 3F 12 A A #reasE, A8 BT T A BB BORAT L
TR RANZh . MR 2 LR AR A i AR A kA
BAr, BEREEA 14 NEFHATAERNE, P ek

FARZE S ( HLX31. HLX32 ).

YRR AY: BEANKT 2016 4F, EEEEHHAN
B AT P SRR K o AR W) W AZ  BOR R AT - 1 St
RF6 FIT-Ig, FIT-lg & —30H7 2 b 4 3 3 F- Pk Soth i) R
&, R8T Rtk EEAREM T F R AN TN, Pt
W LEE AR I FAY R R BUR B F(R2R), PR B R A
BIE T A= S B 2 M A P AL A HIAR A R IE . B BTN B OEA
AR IA = St e R, T — AN &% 2018 SFHA

FRIRIE T o

14



Jib 88 6 9T X AF 4k 2018 409 A 09 A 1%}3{";4,@

EpimAb‘s New Bi-Specific Format: FIT-Ig
(Fabs-In-T Ig)

\7 * « Tetravalent, bispecific molecule

y. = . 2 4 S )
y >/ . I D,/ Pay l N + Symmetric
[ > \\)\ . \ ' < &) « Standard Fc w/o mutations (y1)
= % A5 <

— « Correct pairing of VH/VL
. + Flexibility allowing dual binding
* No linker or peptide connector necessary

Construct #1 N'< i- [’ L K _l > CH2 o
Construct #2 N I P-C’

—_— — A —t—t— N
Construct #3 N'< l >-C’ .. g’g ; g

LR AETREES R T SRS BRTE 1TabTM

( Immunotherapy Antibodies ), J&3h 7 — & 7| 45 F-14 hak 25 4

BT R, T 2 A SARTE Ao dn 7Y 9 0 SR 8 TT o A FZHRARSE

Fo AR vH AR BT S P AR A B M B S5 AR AL, PTAE AA%
mpa et kik, BT RABLAS

LHEERA: AR SHAENEGRR (LG ) A A F 4
ST 201596 1, BT M8 RIRBIT S St IE R, FE
B TE i CLAR AT 3T SR T e L TR bR B R R e R A
FrtE NK 2R R APV Btk . 2 Bl 413 CDAT $2.5 i 337 B

F 201847 9 A 1 H 3R NMPA 15 RRIHF 472

LT RAREM AR T T AL BT BRTF 6
AT AR 0 FIe PR IR R E S B BOR AT = AR 2k

PRI A 1SR (nanoBIiTE ). BIiTE(Bispecific T-cell engager)#k

o 15
WHERAXRE—RNRETFE N
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RZFH DNA ZAFRKE A T 2afehy CD3 4utk 5 e htk
B 4% o2 4 W] T R A8 3T 3% HERKGE RS R S — B VA e Bk,
XA AR RE B AN T T 20 A0An e 20 i 18] T K IR 20 AT % 9% 35 45,

A B M T 4R L«

TR 5 B—FATHERNE LD H 2507, B&E
AR 2 i B0 2 R R e = kAR R BE ) SRR T R ER R
th% . 245 CDE #1dE 27, 2K “EH A EHATFART)
fie B % e Fith MBS301 ( HER2-D2/D4 )" B.F 2018 4F- 8 f| 27 H

RAT I IR -

BRI B : KT 2015 5F, EFIFANH 254 2m i
BT A TR A AR MR T RWTT R A B BOREAAF R Z 8 A
FEt . FREX M B LA B HF R AT, ARFEA R AR B T LA
W4 SFHAMTLEE, M EEA T REHR B BUE AT 26 T 3
ARH TR, i3 & A F USRI K . ey R LT
B LR B R R LA % 4 . BR—3YH 5 A
BAFFESAGY, L P A EERTFERRE, BT —0 2

FE X B B AR, HA TR ) R AR

Fy EFAY . AK-104 & o E AW E 25 IR B —F R
Mk, [Fet#edF CTLA-4 #2 PD-1. CTLA-4 42 PD-1 &

FEMRZIANE T M LA R A RS E L TG, BITHLK
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) AK104 #E [7] B FELBT3X 70 AN38 B . AK-104 B ] B MR KA T3
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