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Advanced research and technology development of
antibody-drug conjugates
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Abstract: Although numbers of naked antibodies showing clinical efficacy as single agents, their therapeutic
effect is limited. Chemotherapy is very effective but with relatively large side effects, so conjugation of small
chemotherapeutic drugs to antibodies is one of the important methods to enhance therapeutic potential of antibodies.
Antibody-drug conjugates (ADCs) represent a promising therapeutic approach for cancer patients by combining the
antigen-targeting specificity of monoclonal antibodies (mAbs) with the cytotoxic potency of chemotherapeutic
drugs. These modified antibodies are expected to selectively deliver chemotherapeutic drugs to tumor cells and
provide sustained clinical benefit to cancer patients, at the same time, minimizing systemic toxicity. ADCs are
expected to bring together the benefits of highly potent drugs on the one hand and selective binders of specific
tumor antigens on the other hand. However, designing an ADC is very complex, requiring thoughtful combination
of antibody, linker, and payload drugs in the context of a target and a defined cancer indication. Although many
challenges remain, recent clinical success has generated intense interest in this therapeutic class.
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EH B b O 230 i 5 T A2 4 384 B 2 A S 1 24 44 i e 7 A
H A SRR R AR RS &, T EA NS T~
90 JTIE /R (Da). Pt E o A EN AR ML, 5
A0 T LRI i, 2 BB B A P 5T o

1975 5L H S K22 B2 R TR0 Wk (Georges
J. F. Kohler) M3 3% « K /R T 1H (Cesar Milstein)?! 3 5]
RE T — KT U AR, fiR 7 —MhEeis X
AR T RE U R R SR BOR, BT YEBUR 25 P
A2 R I RS IR T AR R 1B, A A8 R A AR —
AR REPUAR AR 7 L), AT RAAS B AR P A [ B
seBEHUA . 1984 4F Kohler F1 Milstein P A 50 FIITE 4
P28 27 T THI R ) TTRRIRAF 1 o DURAE B2 IR 2 3K

1986 4 3 [H & i 24 i 1 B 7 385 (Food and Drug
Administration, FDA) 1 Xt #E 52 5 5 50 B HU AR muro-
monab-CD3 (OKT3) _F- 17, {H i 5 bk B 40 A 4 =2 983 2
FERIPUR T O 1 N S RGN, %R A
VAR VUL, 97 ROSCR AN, R 22 51 A FT R Bt ik
J% M. (human anti-mouse antibody, HAMA) & ™ & 254
ANRIRN . 5K b 521 DNA $5 AR F1 % Fl N Y46 BT
PR TG R R, 5o [ BT AA 25 22 D BRI AN B R
GHRPUE, BER R NEAA A R R,

2002 4F, A EREE — A4 N IR PUIE 259 - Bl 18 K
7177 £ IO = 1 ' > S w1 £ TR B Il e = N - T N
2, VR T U T AR TP AE IR L B B S N L A
BT SO TR R R SOR . T R
Uk B AT 5 PU R HE A 5 A0 0 FRE S 1 R S A 05
L 3 80 PR A G 9 i 1k RO BRI, 3 6 5k
15 BB 25 D AE I R VR 9T T B S 25 ) B e e
PRAIT R A R R B EE AL DRI B e B AR 254
CL 28 B 4 BREE ) 244 56 2 Ok e 77 m) AVIE 7 34 R

PUR BRI ST — A Z TR E 3R /K
F| 45 (Paul Ehrlich)*4g H 1) “ B R ¥ 3 (magic bullet)”
RS FPUAR 2590 10 R &, IR T 1 BT A 18 245 1
(& PR 25 1 % J& Py RER, mT DARE S HE 73 9 BL R
JUAS KRB (] 1): @ Kohler A1 Milstein /& B #. 57 4
PO @ 5 — MNPk 52 O3k L
;@ WaEPUEMANEASUE BT, @ 23R8 390
PRABER 259 Mylotarg 117, 2010 4E4117; ® ik fHEkZy
¥y Adcetris L1li; ©® HiARMEELZGY) Kadeyla L1, @ 31
PRIE X244 Besponsa |17, Mylotarg F#7 - 1li; ® $ifk
RIRZH) Lumoxiti_E117; @ HTAEMIERZGH Polivy 1117
2 B N R R ALE

PR JE ST AR 25 BAR B — 5 YT R H. mnE
RS PERE R AR H (R R BT 2 AR D — 2 0 e A
) A A IR PR T R AN SR A N R T A s i 1
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Figure 1 Antibody-drug conjugates (ADCs) timeline
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ZIMNIIR T T, RO B AR v v PR 40 P B SR 25 W 1 Ak
B 1) B BIAE F, 42 @ 2T RORR T & . U
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@ PUAMBBCA AR = 7 BRI 48 B A 5 1
40 2 M4 (antibody-dependent cell-mediated cyto-
toxicity, ADCC), 1% 259 ) A4k Fab B 45 6 w5 1 L
F1%) 240 e 52 e 988 240 P P e B SR A, PR 1 Fe B S 2/
AR (NK Z0H . BRI SE) R FeR &5 A, MIfi S
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Figure 2 ADCs mechanism of action. ©ADC binds to receptors
on the tumor cell surface; @Internalized into the tumor cell via en-
docytosis; @) Once endocytosis is complete, antibody and receptor
are degraded and a cytotoxic metabolite is released; @ Inside the
tumor cell, cytotoxic binds to microtubules and inhibits their po-

lymerization, and then induces the cancer cell death

@ “S5WFH RN (bystander): TR HBE 259 15 9
Y BT 250 (B B - AL &) RrTiBiE
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A A AR AT 1) B T T 1 e A0 B, 2 A A8 TR 24 ) 1 e A
i & 5 A i P R A R 7 3R S, RO BN
ZAAN AT LR EPT iR P 1 g 40 e, ok mT DLad e 5% W
RN BB B AR AR A . [RIIHZ 2R 2459 55 W
RSB R IR T iR A B R85, a8 5 T 44 A AR
IR LA, AT 33— 20 1 5 %497 9o 0 PRLAE
3 mAHBHRAMMRER

Fx I Seattle Genetics. ImmunoGen F1 Immuno-
medic J2& Pt 78 6 24 M it 58 003 1) 2 R AN Lol 23 w2,
KA 25 A, B I GEKZR50) £ B ImmunoGen 14
&7 K PURE B2 T R RN R & M S
HEES I Seattle Genetics 24 7, #L 2K i #8 M ImmunoGen
], By Ambrx 2 F] 43 5 51 E SR AR B2 M HOR
FEEG o

W H T IEE A LR R 2 B, B IR
PUAR B BL 25 %) T-DM1 (ado-trastuzumab emtansine) 7F
2019 FFH LA A L I, FIRTE AN OF 2 Kl
ol A Rz 2, #2019 457 A, IE 2SO
18 AN HITE T AT 16 P B 247 it B I PR
W T, 3 Ak ] P SR B 25 Wi B8 ARk Ak
a3 WS W N ER N RS SUID SE7EP L Il A E =S/ N
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CE AR AR PR B EER, BEE DU
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O BRI E B R AR R R T — =
ARAZEABBEOR (BRI EE € RABBCEOR), 1 H A4k T i
PREFFEBY BRI PUAARAR IR 254 2 B R F T 38 =408
AR AR, HURAR I 25 W) AR FU I B e —
PR 58 AR R AR B i AL 8 RUERBCEEAR, B ff 1)
AR AR T 1) = 1 25 W) 0 T AE DU AR AL B
MR, PUA RIS v 2 B HAE AR
FR) 73 A AAREE, DR A2 A K 24 W B AT 5 v 1 33 o v
W m A ai B RS . RN iR RSP
NS5 T, 5 Re IR NS I 2 SR MR,
37— DARPin (designed ankyrin repeat proteins)-&
FHECZ Y, DARPins & ¥ — R r-45 & & A, H
RSP RN g4 718 5, Btk DARPins /2 A8 (1§ )
25, W R T e e 30k B /N o 1 250, SEBIL R R0E
AU A
32 TEMERNEEGHAY BISEEABREERIND
F#)

O b T B H AR SR I 25 M 8 FH 1) v v
MRS 29 E A 338 IE R A SR (nkF R
FEF) BT DNA /NVEFI R (s B PiAE 3)0,
TX G e 1 A R B AL A S AR SR AT AR L,
X g A L 2% SR R R A% 7, 38 T 38 4~ 6 N4 T I
1) B gl T S B L e e A M R AT o BT RHRR 4E BN [RI AR
FAMLHar 8 2590 1) T, — J7 1A B T = 3 — ARt
IRARER 25V RO 22 4 1, 53— J7 A Bh T e %
H, [tk i v 25 P B BB BE R SE 5
3.3 HMETFRALR

PUAAR IR 254 1) A R 3 I e 1 R e UM R sy
TG IR R 2SN O 1 2, R UK A2 1 )
P NEHE H AR o R P R B N RT Y) BR SR AT )
BRIE7US), 3 P B4 IR P AR T R > 0 A
SRANIRD, “AT V)R 2878 e T AE AN 7] pH B A 6 1) A
N BEMR, SN FAC 2500 5 Budk 70 5, Adcetris
{55 FH Bk 2 LR T ) BRIV BE R 1 SR AN T D) BR
KT IS Fnd R, 6 4 RIEDTE
S22 me e B, 78 i 28 s e MR, a2
K, Kadeyla fff F 2 LR AT )RR 784+ . H
B O T2 WA B i B T 2 BOR AR K I T T,
DRI i EL A 7KV 1 HL RS e P o e B — AR T R
HEWR T2 —, G %K 4 i (PEG) I 5z
T, B — A R R e B AR B 25 i T K
TR BT TR
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UARARIR 259 75 2L = is MR 32 28/ 124
VIt 325, R I i 40 B B /N 73 1 25 ) B
YRR K, 288K B, — BRI NI A1Z SN T
ZiVIR A 2 LA N B . BT DL R B /N T2
WA A A R AR P B 20n) AR R R, B B L Lonza
A SafeBridge 5 W 4R BT 7 3 o 3 4 41 i 55 /N 73 1
25RO #2 fil FR{E (occupational exposure limits, OEL),
3 4h Lonza il SafeBridge [F] i) &R FEHT AR B B 257 B, 51y
5 e JON B A B 24 e 2, LA IR 4 f R AL 7328
1, SafeBridge K §1T 14 1 1K 2541 9 9 55 5 28 (OEL5)!),
M T BB 9o . LRGP L 1R b
AV K A0 R 2R 25 W) B PR B N A o 4 A
151 75 LR T B 12 4 55 B BT 4, B4 1Z 28N 12
WP A S R AT B R, [ B A 38 ST G 2, S A
L TAE N LA NB P szl . A A4 B4 I
ARG T8 VEEE M — AR B4 RS, 0 B # # A iX
KL TAEN AT Z G H — IR R B9 i (it
FRH) Tyvek® F 41 B 47RO, [5] It 250 A 25 PR Y
KGR T AR H Al E A IS A TR S22l Ak
A R L, (R 2 5K R R 24 Ak A A1 R B AR
B, A A KRR B AR LA A

— R VERPRLRIAE AL L DA A BB 2459 A2 7 o 1) A
WO R A i 31, HAT 22 77 it RO AL, BT bh—
UCHER R IRE A 21228 2450 A 7 Hh 1D 82 K Bk ke )
2o PUNTURMEER L d il F E 2
EL A1 A DLV A7, BT A2 0 26 7 TR R (i — IR J
A% GBIV B AE) T B RES TN 32 A MLV T B
BHE Y RIAT H P w EAT AR R, E KRR E
FoA P AT, 5 LR 5 R VPG 7 A S R A
A 2t 1P 4
4 BLmrEEIKEY

PRI 24 P 388 1o 40 1 g 58 PR, A RAOHE 3 2
Ji IR LR, S A e L A R R N e T TV il A Ry
TR B B A R, BT W M A0 B S A O3 1 25, R
SR E s IR AN, 2R A R R AR T iR
W age FEA 58 LA R AR T 2503 1 v R XUEELAIE A, TR IS
B T HUARTT U AR N 7> TR EG AN RSN K A5
SRR, FilEE DA AL A B IR SRR 8E 4% 1 BOR T LB
FICE TN _EAS R FAL ) £ v v 1k 400 i 2 3R AN T
HH R, TR IR 25 10 K RO 2 R PR 24 W IT 7 R R R
T3 TR AN I 7T 22— 18,
4.1 2BIKFE—PMMBELAY) Mylotarg 17 FRI B S
'R EmZ B

2000 4, 28 15 A L T 25 1 SR 4 e

L% (acute myeloid leukemia, AML) ¥ J7 438 2% + 101
R T Mylotarg!", 4 I o T4 X & TR 40 i 3 I
SR R A BE 0 2, 55 [ FDA fR4E Mylotarg 1 3
A L3I PR AR B 45 SR e e T e BR AN kAL Bt
AR B 25 W) Mylotarg b 17 Fl T 9697 S0Pk 40 i (3 1fn
I3, (EAS SE 1R 2 2454 b i1 s A0 s 358 76 DR L T3 i R 3K
6 v, % 25 IE ST RE 38 i AR R B8 T SR A7 AR B
KR 25 1) e 4 e ERROL KR il 8 W) T 2010 4F F 3h IR A
Mylotarg 17 H174 .

2013 4, BRINAIWE SN B2 0 1 7 AML B # #%2
ANTE] 77 % Mylotarg J6 97 I PR BRES 45 3 o FF 8 R BI,
X B A, U R TR e R XU () AML B
Mylotarg & & 1, 2P S n] i 52 1R,

2016 4, Meshinchi Z04% [4] P\ 2278 & 58 Rl i T AF 3k
fili b, X A WG RO FCEAT T i — IR AT, R
Mylotarg A A 7E CD33 8 H m R IA 1 AML & # A4 H
B, 2017 4F, BF AL ATIE B RUKSE BT T 047, 48
N T EE RN ZE 5 S 8T H:% Mylotarg 1897 BRI
ANIEL, WG R I, 2 51% AML B3 3R K CC, fefig s
A= 5E R CD33 I U8 A, 7] L5 Mylotarg &1 304 & -
1M 49% AML H 35 FE K B 0 CT 8 TT, /=42 1) CD33 &
H & AN SE R, B/b 5 Mylotarg 45 & IR HE & . Bt
DL, IX 5 28 AML i35 75 32 52 097 9T B & Mylotarg
TBIT I, IR R I MR AR, R I8 52 % CD33 B [
M, 582 4b97 M, 4252 Mylotarg 7 97 B & 1L
J7, SEW M E K FE B FEIK (49% vs 26%, P<0.001),
SEETCIR AT W B T 5 (46% vs 65%, P=0.004); 1 %
EARERCDIIEAMER, WAHITIENE KR LT
I LR AT 2T 22 0, BT BRI PR E 70 45 51, W3l 2 =)
P T A LT

20174E7 H, 3£ [E FDA Ji8 25 90 1] 25 (A 23N
Mylotarg 5% & 4697 H T V097 #ri2 Wi i) CD33 B PE Stk
B 7 995 LA A R ) AR WA L, AR R R I AR AT
FEHE, 2017 4E 9 ] Mylotarg 55 57 #% FDA i L 1,
[ FDA AL Z 25 T8 97 W 2 & UL /) CD33
FH 1% AML £ 35, Mylotarg /2 & ™45 )L # AML & M
SiE ) 2459, 2 H ATME—— MR A CD33 1) AML #E [1)
1RIT 4,

AEREE — N PUREECZ Y Mylotarg 28 3 T I PR
R 5 Fo A Er, 17 ks AR BT & T
T 1l 24 M S 5 L, B2 Bl R AIE 92 77 28 00E B 2K I
AL A B, T 2 LA TILT G PR R 36 9% 7 3k %of 1E
1)1 R HIE 90 KB 3, 32 gl A B0 1) 245 40 1) ik 1 ROV 55 BT AE,
2 LT GR AR DA REL ) 24 0 DK A R IR AR AR
THEHENSENER.,
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Hal ke b6 MU EE 25y, o E it
RABECZY) BT, 1201948 HJK, &8EHE M C k
TR A A8 R 25 W) o 17 3 R B A 7 (1 9 2 ER A 4 1)
HER2 $u 4 8 1 254 Kadeyla, ‘& [ 8 Dh b7 58 it 2h
T ATERVEE P BT 25 W B BT R R A B AN
WA g, H AT BkEd 80 Mk MIEk Mt T
e A AR 56 1) A ] B Be sl PR HITBE 76« #B1E 1 2019 4F 8
PRI 8= e D N U E RGN PR/ R ISR
4.2.1 Adcetris (brentuximab vedotin) Adcetris /& FH
2 [7) CD30 5 50 B Bt & A1 4UE 2 A #0057 MMAE
(monomethyl auristatin E) 38 ik — Ff &5 [ B U B 42 1
AR IBK T 3G I 70 % 13 K 245 41200, 12 245 W A IR B R SR ) 7
MR AL 22 A J B AR B EOR . CD30 TR iR H 2
FE AT 498 (Hodgkin lymphoma, HL) ¥ 41 g il & 3=
I HUHE 5L, Adcetris 33 H T4 HE 5 7 P L1 CD30
B, B AR R MMAE o R0 )58 40 i Y
T8, A g 200 L A PR B A0 7R MMAE RT3 e 10 3
R R A BT i 4 23 B AT R AT A

H 2w H ) 24 5 74 HE 1B 35 4% A | 3R A T K
Adcetris? 1T 2011 FEFR AL E i . # 5 H A7, Adcetris &
SRATER 70 2 [H KA HE 2 08 6 Fiid NAE, AN A [ X &
FUREA B AN [A] o 75 BRI 2 48 3R AL 1 4 A& BGE 25 1)
AN O Fe i 40 RS A el 2 2 D 2 Bl ik R
HANTE & i 20 M #1522 2547 1) SR R PR O
P CD30 FHTEHL N 3 @ B RN siEiR 1 R Sk
[') A% P K 20 g 74 B2 988 (anaplastic large cell lymphoma,
SALCL) N3 @ #32 | i I+ 40 i 8% 1 s A
A T 0 5k B e KUK ) CD30 BH 14 HL e N %5
@ FZ 2/ 1R R GT VA CD30 BA 1 K2 Jik T 40 g it
EL% (cutaneous T-cell lymphoma, CTCL)®,
4.2.2 Kadcyla (ado-trastuzumab emtansine) HER2
PR S B A R R 2R MR R 3, K2 15%~20% FLIR
Jie (55 7 HER2 PA I B2 54 BY, Kadeyla #& —Fh#E[a]
HER2 TSI 254, th 2 ik —3RALAE N B — 25 Hl T
10T BEAE AR FETT MR AT (e &R

Table 1 The global ADCs approved for use

JT) 1 HER2 AL 7% 1 3L e 38 35 IO LA IR 254
PRSI 29 i Bl 2 Bk 54T (trastuzumab, 5 5€71 7
Y2 S EiE AR =N T AR S R AT
) DM — R RS E 1O 5 X Dh REBE 4% 1 4-(V- S oK
I NIV Jig S R R ) A L - 156 TR )% 1 I JFe B (SMICC:
4- (N-maleimidomethyl)cyclohexanecarboxylic acid N-
hydroxysuccinimide ester) ¥ 2% 5 1 5%, Kadcyla i it
PR 7 M A o) P i 1 0 B 2K 254 DML JE AR
135 22 HER2 [ 14 30 Ji e 40 P9 30, A K M P2 A 1 i
TN TR R RIE N, WS TN T A
EPRARIE (Y R

2013 4, & [K 1) Kadeyla 3k H 17697 HER2 [H %
i A 7L AR Y. 2018 4F 11 H Kadeyla fE AR & 4 BT
w5, TR 97 HER2 BA PR 5 499 2L e 1) TIL39) o K 3k 4
KATHERINE ", ik 3| | £ 2% 5i . HER2 B Y]
LM B R R R HIB A B IR T 5 A S s B
SRR, W e SFECEERNTGE . RECHTHIIRYT,
B AEGR /bR, SR B EGE F RIS R . TR AR
fhas B IR L2 I LA e e IR T T =
— &5, RIGHBNGIT B ETH R R 1 40, BA
i I e R 52 A KB AT L8

I AR 336 KATHERINE & 75 WAl 5 5k 28 7T AH
L, Kadeyla 1E 2 —Fh A J5 5l B 7 2, ¥ 97 HER2 BH 4
FLH L AT ROVE AN e o XSS R R R 2 i
BLHE R FETT FEAZ e A 7 55 R B8 4 Ba o7, (HAE L
IR/ 3 IR L 2 AT i S BRI B o A o K Y 42 R
5 R TR B M AE A M (non-invasive disease-free
survival, iDFS), Bl A4 52 4 B 6 97 T 4 2138 18 4 7L i
P S R B R AT iR R PR T PRI T o 228 rU G IO 2R
17 (disease-free survival, DFS) 1 & 2 77 # (overall
survival, 0S). RE4E R TR, SHFETHLE, Kadeyla &
FHRLIDFS 50% (AU L hazard ratio=0.50, P<0.000 1).
34F )5, Kadeyla 2H 88.3% M %A I K, M #F2€7T
2, XN T77.0%, 0% T 11.3%. AN, TiRiER
AR IR ELGIR DL LA A B8 il BRI 7 Hh 32 1
HER2 L [] 6 97 77 %8, #B AN 5210 Kadeyla %f iDFS ) 4

Drug name Company Approved Indication Target
Mylotarg Pfizer/Wyeth 2000 Approved Acute myeloid leukemia CD33
2010 Withdrawal
2017 Re-approved
Adcetris Takeda/Seattle Genetice 2011 Approved Hodgkin lymphoma, anaplastic large cell lymphoma CD30
Kadcyla Roche 2013 Approved Metastatic breast cancer HER2
Besponsa Pfizer/Wyeth 2017 Approved Acute lymphoblastic leukemia CD22
Lumoxiti Astrazeneca 2018 Approved Hairy cell leukemia CD22
Polivy Roche 2019 Approved Diffuse large B cell lymphoma CD79
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. ZAREG 45 IR, Kadeyla BE 5 2 FR AR A 11 37 4 Bl
Y97 JE AT AT B B A ) HER2 BH 1 52 30 L e 1) 2 %
PURE, B R SE A B8 et Je A A7 3
4.2.3 Besponsa (inotuzumab ozogamicin) Besponsa
S — Pl ) CD22 B Pk - %1 8 % (calicheamicin)
HR 250, R A B 2 ) i 250A A R A N S R
2017 4 8 H 35 [E FDA 1E 204t vt (5 1fiL /7 ¥ 25 Besponsa
FH T BN 2R M B HE v 1 47 B 44 L bk C2 240 i 19 1T
(acute lymphoblastic leukemia, ALL). B4llfjd ALL %
4 B bk A0 P A B b S G B, SRS I D RE, P
BEFEAR R, XTI Le XS H)i6 7 SR TC R B K B
A ALL SN BB T &, A A7 I AR AR AR . AT,
Il PR b 8545 47 2 06 97 2454, T Besponsa [ 3k 4t ¥
9 ALL llim PR 5835 32 it — b4 37 1 VR 97 B 0RI 25454
Besponsa 1] — W7 20 M 22 4 Ve i Rl 3 3L 40 55
326 % &N TT IR R VEERAMEVA 1 B 40 il ALL & . iX
L 5B Y BE AL 43 B 2H, 23 ) $25%Z Besponsa B LT,
FEEIT RN EE B R ME . 45 R LR, Besponsa
B IT 4 56 A R AR 208 ) 35.8%, HAL A A7 AN 8.0 4
Ho WITHTERZIREN 17.4%, TALEL N 494
H o Besponsa A B 87 3= BRI ML /MR FEAC . B
IOV AN R Vi DR TN S NGl 1N 2 N1 A3
AR SR R IR E TR KL 4 B I AR
(e 2 Wity B -2 T 2 A% il T ) MO K v IE 20 3%
E%[}S]o
4.2.4 Lumoxiti (moxetumomab pasudotox-tdfk) £
Y4 (1 M55 (hairy cell leukemia, HCL) /& —Fh % WL IS
IR Hodt R AR Ik T M Bl 18 M iR, DA I
L BRI e O A R i R B e K B i AN S
SO0 AR EET B R ) 4OV HFE . 20 AT 33K
PRt R [e e SN = SN T s 0 87 N B
Lumoxiti & — F' §i CD22 H 4 4 % 7 3 (1 BK 24
YR, Z 25— TR T HCLI BB 254 . Sy d a2 —
Fe i U 250, AT PUAAR (s e vk BT 1) K S TS
LGBk B A0 N, R R R U 4 . CD22
s —MAE R B I 2 4E i ki [ BB E A, 1
BANMfE S SR EZIMEMH . 5I1EF BAIMAH L,
HCL 41 il b A7 fEid JE R IX 1 CD22 & A, IXAE 5 h
VBT HCL 1) — /N BAR B VR T 8B 0 . X A WEH
ML K ECN: Lumoxiti 5/ 4l CD22 245 & Ja , i 4
JHL N A B AR TR R T CAB I ) B 1 FE 3R, 0 e 4
A B, FELIE T Lumoxiti i — TG
PRAEFEALE 80 9] BE AL #2320 2= /D WA 77 R 1 B R MR BY
HMeVE PE HCL i N 83 i JT R, 7EA% 7 Lumoxiti #2570
T T RO 22 4tk o AZ A FUAE AR 14N E 5K 34 MR

I7 A FF R o IR PR 9T 4IE 5, Lumoxiti B 2578 J7 1 AL
DR 5%, TEREGMRZEEN 41%, R AN TR
H30%-

2018 4£ 9 J, 5% [ FDA it i &7 F] 5 [¥) Lumoxiti
T BEAE e sz id 2D PIR RS 97 % (BIERER L
AU I8 9T R MO B R PR R VA 1 HCL e N\ 38 1
69T Lumoxiti Y #E, 8 H O 25 20 2 4E K3k
MBI HCL & #H 24, s &35 HCL IR GYT — D E
PNEEY
4.2.5 Polivy (polatuzumab vedotin-piiq) Polivy &
—M¥L[H] CD79b f 11K -MMAE {8 B¢ 25 9, HUA 3 43
AR S 1) B 41 2R T 1 CD79b B8 2, I/ 7 1
298 R LS A 7 MMAE . 400 7 F L A
Polivy FIHUIARS 71 454 B4l )m, @ i /e 3 W
AR 2 N i 40 A S R T L 2 T 7 3 MMLAE, X i 48
i v 28R S 1 R A BT

Polivy i — 31 T b/ 11 il R 056 VP4l 1 80 44 A
5 M I MR R I8 E K B 4 Bl vk B2 R (diffuse large
B cell lymphoma, DLBCL) [ &5, At A 145 i #1173 9
., — 3 2 AR T I KA B R VT rituximab VR T,
—ZH {8 H Polivy. W 7045 BR W, Fruiia 7 40 B
(1) 58 A R AR AN 18%, 1 7E Polivy ¥ 77 41, 56 4= 2B il 3%
1K F 40%, HLAME Polivy A 97 2H v BUAS B 7) B0 56 42 2%
il 1) BB 64% I G2 i R 2 I (R I 1 R4, I 1
I LA A T — 2 (48%), IX 2 ME — LU AR E YT V5
H2.30 B 1 A R ) B ATL S B i PR a6 %)

F T Polivy 1t 7 I R BIF AL &5 2R, 2019 4F 6 H £
IR Z& o B A A8 Bk 25 4 Polivy 2 s Stk itk -7y, 52K
X FEE]YT rituximab S 8 H, V097 HEVG TR IEPE K B
TR R N B . EE X DLBCL X A, X 2
H A AT A RN AR IR 254 .

5 HEERE

USRI 2 MR R AE R, P kALl % T2 R %,
BT R AN YR 2 B TR 2%
Z MR, AT e AR R HUAR AR I 25 ) i D kAR BT 2
B9 HE ) B 25 R0 WAL 2 5 2 B A D i 1R AR 3
=, [F IS 37— ARG A AR AR K & B AT A Bl
WA FARFIG AR TREECAR B A&« PUARBIR G Y 7E B
W R SEBRIR T BCR B BA AR BACKIPE A, [R5
BRE AT I B S, [ N AU AR B 25 P R B R
N R, V2 HENIm KB SR 2 M HA B
FE T BE 4 52 i PR B 9T 9 BRI BT .

PUAMR IR 2R R — B B 25, i id g iy
ZIMFAR 6 0] LLR F 0 A [F) 90 88 i B Bk A
[ B e T BOAIAN [RIAE LR ) /N7y T B R 25t AT
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WA, FF R BT AS [R] B8 ASORIE B AE 161 5 24 Aol
BINCAH Z R BRI 254 b7 8 T I Rt 72
vh, (B H R A I 245 ) A7 AE — 28 ) R Bl R T
AW IR . © Hr e SR BRI ) R
DI R MO T 3% 15 6 1 1) B B B A, S SR 2 i it
A 43 AT DA 22 R S 1 v i I G, BB B R N AE
i 96 T (1) 3 K- B e, AR TR H A R R IE AR D B
AR, BN AR E R B A RIE, DR s 251
ARG M. @ HATHUARIB YT e AR R n]
ik AR ARG 855, PR MR 4l iR R T bt Rk £
& AN e 1 T A AT N i DAY 37 AR =R < I
A AR /N B oA 0T TR 1Y) 2 5 1 v, R /N AR
A AR ) J ) 0 £ K 247 0 10 B 0 AR R R L )
BEAERIAE o 53— 7 T T PR MBI 25T R HBEAR
PO B 1% e N5 AL EA N S A4, 8 H e 8 = R 46
& b e 20 1 i 5 I 40 AT 28 XN, PAREAIR 24
IR, @ HET S b ekl T IE R TR B Ak
BRI 25 YK 2 Ui F 15 RONIE S a8 R
2% (maytansinoids) 1 FF JE W E fih 7T 2% (auristatins). 1%
KN F 8w NAEKIEEZAY), 55— T 2459
RO, AT REIE B 2 RIS AN )R, T R8T 2
SRR /N7y 259, 7T LASE i 25 R U R 22, )
At AT DL 25 ) . @ BEE T R R T
B — DR A G, AR K B A T RE SR PR
Tof 3 A 7 A B SR AR 7 AR TR AR, B8 SR K I B R A
E B IRBE AR T LS 5 2540 0L A% 5 4 A0 g 350 o7 4
JfL B 2 IR P RE T, AT DA v 25 1 Al B AN 2H 53 3
— I, KRR FE IR 2R 1) R A B PR R,
e 2 A RN 2T L

Z4, BN IR BN O & R AT PR AE 2454 H 4R
S M AL R R DL AR, AR B AN [ B A LR A Lt
KR FA 2 AR 2 AL, B %R Wkt
T, 2 R A 2 B BN e RE R R S
Ao T PRI 2Vt A AR R AR AT AR ORIk
A MTBR TR, [ PN 2 28 25 W0 BIE R R0 7 kA T 3 R ik
SHUE A BEAE T LS R BUAR R 2 P 3 B H R 1
ANWT RN T, AR T SR AS W T I Y 24
W o B3 N e PR A 98 B8R oy BT, W] U AR 1) 2 4
B IR 25 )t TE A SR T e VR 7 3, o B A B 2 iR
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