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[ Abstract] Antibody-drug conjugate (ADC) is a type of targeted biological agent which connect cytotoxic drug to monoclonal
antibody by a connector head, which enables monoclonal antibody acted as a carrier to efficiently transport small molecular cytotoxic
drugs to target tumor cells. It is very important for clinicians to have an in-depth understanding of the molecular characteristics and
mechanism of ADC drugs, rationally choose the appropriate dose, course of treatment and manage adverse reactions according to the
indications during the clinical application of ADC drugs, which may even affect the survival of patients. Therefore, the consensus
aims to conduct a systematic overview of commercially available ADC drugs, to provide effective recommendations and references
for clinicians to better apply and manage ADC drugs.

[Key words] Malignant tumor; Antibody-drug conjugate; Monoclonal antibody; Cytotoxic drug; Safety management

PUAZ W EEEY) (antibody-drug conjugate, ADC) FUHIREIEIT HFR 28 XU LD, Rk, JT4ERADCZY

e T R R SR RE AR R e P 1 R T
A 5 v 3% A0 P 1 40 1 25 0 A DR SR PR S 1) A2 )
257, DA e REBUA A EIR R N T AR R 25
LA ) 5 =X s fin & B AR 4l i ™. ADC
2459 (1) Bk & B WD IR H 1004 FiTPaul Ehrlich$ H 1) &
RFot s, (HE 2202080448, A& IE ik
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W) — B MR HETR T SUR IR TR AT 22—
H AT, 2Bk A SR ADCZ RS HE A TR IR (&
MR R GRS IR, K. Bk, &
EARTIADCZ P PRIF FE 1EAETF e h

RN B R ADC 24 4 1) WF % 17 F2 AR A ¢ R
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&1 BriEE. RBENFEEIKI EHRAZSIIBEZSIIE

2 4 AR ER an L AR 25 4

& AE
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EES S 20 CD33 #FE*k

AL fH CD30  WARIMITE

CD33 a2 P Bl 2 AP & o7

20004 F % B KA, 201055404 £
20174 T £ B ETHRMAIE
20184 T Bk B 3K 13 o

ZHAFEFAMKCTE  ZFAMR TR MKEE 20115 T £ BESH0E

A CD30FA I B Tanftk €55 ¢ JR A MECD30MEE R 20124 T B MR A7t

Tk 8] B PR K 2 LK B9 S CD30 AL 64 SEAF 1 2F i
HER-2 '8 P B SUME J8 — K 76 97 » WHER-2# 4680 20134 T £ E 3K /F 30
I B IT G AT IR AR K 04 SURR S 4 B 08 7

B £ gk HER-2 ¥£3FH4AY

REZER  CD2 HiEE

20204 F & B R AT

20204 T F B RAF L0k

AT R B PECD22 ML RT R Ba L Sk B tm 20174 T £ B 3£ 13300

8 o7
polatuzumab ~ CD79b 'WHMIAMLITE ARk 33 iTAef L H L3067 LA S G IR 201950 T £ B K 3306
vedotin % KB Ik E
enfortumab Nectin-4 WHKMBIBILITE  BLAEE 2T 4404057 F2 LAFPD-13PD-L147 4] 71 69 2019F T £ B K Ff
vedotin By BRI R A AL M R bR SR
trastuzumab HER-2 Exatecan#7T4 47 K ixdnrk R 454 HER-2FOMESURR R, 4txtisfbm 201945 T £ B3R 134k
deruxtecan MEAE 2 24 L L3 HER-2:8 57
sacituizumab ~ TROP-2 SN-38, {FE#E #HHME=ZMHIURE, ARSI E VK45 20204 T £ BESME
govitecan o H AR

VE : HER2AAF A KB FZIK2 ; PD-1 AR F LT K] ; PD-LI AP T ZIRELAR] ; TROP-2A 3iZ ik & wm itk @i R2 ;

HIER E20204-10 A28 8 .

ETTATELR: BT HRIADCZ ).

H1 T ADCZG ¥ (48 i AN I ALEIAS R, 4 A
HEHEIT T 2 ANk R I ADC 2 ) Xk DA — T 2
Hh g P IR 2 IR IR U R B 2 . X
PUIHIRE 2 ik P L FH M X % 3 2 A0 R e
O LR T X R BRI E AL R MR AT R
PR AN Sk O R AT R R R R A S 4R
A R B IR & 22 BHRE T R SORAE 50 kiS22 7
BRI AIGR, DUHEREADCE W) 1 R BT
FURERE, MVEH IR R B, A 3R ADCEG ) %
g,

H [ U b 2 IR 25 e R T b B 2
[ K R 2Pl PR . P M X 2 R o s [EIRKp
A O AL T X R RS AU R T
S AN PO R AT R T X R N
Tk, BAFE N EAEE IR LSRR ME & XK
FIAHSGES R L 5K, 2 RIPRE A SR PR AT 70 B it
BES LR, IFXHIRG AR KR ] AR
W A AESR U 5 2% SO A I ) R
WL B RO FERAGITH A7RZR RS AN A i
TR,

(1) ADCZM)5E X+ ADCE) 3t — R Mk,
LA B R 25 H RS [ AR 2457, BAE
IR SE SRR AR e (Y R e BT S v
A3 VE IR 4 0 25 TR 25 W) R ROk . ADC24 )38 H
R LIR30 - e S VE AT SR AN Ty K A

e e T TR P R R S A i U N o T R R 2

(2) &R H] - ADCEZG ¥ — 8 B A ke AR
PRI b8 G037 259, BRAE Bl R Hcdls o
ADCZYIAE IR G TT o BA ARG 7 ROor 2 41k
AR IR B AEHEHEADCEZ W) 1 Il PR A A Y M0 22 4
I, 50 2 (R B R A .

(3) ZHFRVEEL . ADCAY A R I HL
TARMR 2SRRI A BT REFIPHIE 2 L 4k )
PEJGT L 200 7 P 24 0 P R T 2R 2 D K 55 R A 45
LR, FL, xR ADCE Y B E ) 5%
HRp IR RSB, I2a TREALEE, 05 ZEi
BAFHRFRE R, B RN B H UG
AL 3% Jo B ) R
1 FUAZYEBEZ5Y)Im R EEFIE R IR

BEH, SASAADCZYILEAERTLE PR
T imR, o, RECH2MADCL YIRS
HEMEH (R
1.1 BATLEFHADCHH
1.1.1 B Z 2R BP0 (trastuzumab emtansine,
T-DM1) T-DMI1J& B A 7 SE 4K S8 v 38 41 i 58 3%
ADCZjY), mEH NG R A K T 3242
(human epidermal growth factor receptor 2, HER-2)
H % BK R HG1 (immunoglobulin G1, IgGl) oy
W i Ak il 2 BR BT AR I TR IR AR PR Sk AU B
M) 55 S5 H = 47424 (maytansinoid, DM1) 41
e A PUACT AR 3.5 DM, JE i L A
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R i Z Tk L P R ik Bt . DMIAI K&
B2 E FINLERIARRL, Jl I 5 108 o 1 25 G kA
WA E R A, 5S40 i BE R 4 e
Too ARSI FE R RDMI I 40 i 28 14 L A2 40
#4124 ~ 270157, T-DM15HER-24; & 1 & &4 ]
IS AR F A AR EA R, T-DM1H
PUAR L o3 A2 V6 B AR rh B B i, K DMIURE T30 22 4
R, B S B M W S S A T
Ab, RIS SR, T-DM1 5 %2 2k St i/ FIAL
HFAAL, TCAIHIHER-2ZK(E 55T, FNES
PRI A f A T A B EE EAE A, 40 HER-23
TR BN FU e 4T HER -2 Jf Mk g i v o
(1) HER-2[H 1 5 1 7L 4 : KATHERINE#H}
Fi—EFR. 2 POIIIRRTE L, JLghN1486
il it 22 BR BT AR B TT S R IA R H A 5
Z%fik (pathologic complete response, pCR) FJHER-2
BRPEFLIE B3, BENLEEZ 14 A I T-DM 1A YT B
144 Ji Y 2 2Rk B 4967, TR Az BE Y4140 H, T-DMI

- FEVEIEIFEAILIR « 3

HEE 3R ISR A AE R (invasive disease free
survival, iDFS) A88.3%, % EkH 4 N77.0%
(HR = 0.50, P <0.001) ", fh2ZEkHIHEA %2
Tk BPUOURE 15 Bl B IR TT J5 RIS B pCR I B 1 e
MT-DMI1 s 4 Bhia sy vhakas, HAT-DM14H A
1 2 2k Fr P 2H BB 2 I3 HEIDFS 43 591 N91.4%1180.9%
(HR = 0.498) ¥, 3kaifadh 5 3 Bk J 28 s — 30
SRR AP L, T-DMIZLEE A B N KA
RAEE (= 3WA R RPN AE 5 21 915.4%F1
25.7%) U,

KATHERINEW 7t 2028 7 HER-2 FH 4 . 3 7. i
S 11297 B2 202041 H, T-DMIFE 1 [ 115,
SRAFHLUE F TR T 20k BRI T 5 T a SR A AL
ATHER-2PH 1 5301 7L e o 1% 24 3 45 T 92 1 o i
fikiE CE UEIE90 min, NN 3% K UF, )58 4
%30 min). 3.6 mgkg, W3R, BHERHEWE
IS BTN 52 A B R Mo T-DM 1A & 25 1E B it
3.6 mg/kg, 2E 1k 5 i Z Bk AHUH A (%2).

F2 NS BB ENAB S ENFIZ
2 4 AR & pIE WL AN E
EE S EXT L CD33MEAMLRAF = INAILEELE FF0 : 3mgm’, #hshiE (H1. 4. 7TR), 5FuafE
Fo T HE MBS TLE M - 3 mg/m®, #MkEHE (FH1R),
5 R B E AT AR I B
MY CDIZMAEAMLAAF = I A 8ILEEF FFH: 6 mgm’, HikariE ($1X),3 mg/m’, Hhkimiz (5
8K ) ; JLEM : 2 mg/m® ( 1K), 4R 1K, s TiEFH
Je RSk R IR0 B, WL AESAN AN
B A BB PECD33FEAMLEAF = 2% 69)L% 3 mgm’, #hksiE (F1. 4. TR)
EF
YT AT A R R R 5 0 CHL ASCT/E FLE & 1.8 mg/kg, #Hhkiriz (RAFZA180mg), 431k
J7 ;3 7 i& AASCT. ASCT#. M )G R BE4E £V 24F
2T 7 EAMGHCHL ; BRAAE V14 5 %
A FF I E R MG HSALCL ; B2 4 4557
w9 JR Z e CD30 M8 M i Bk 18] 2 M K 20 REL bk © 98 3%
CD30 8 M 64 34 1 3 it
K76y M~V HCHL 1.2 mg/kg, #hkiriz (RXAZTAH120mg), F2A1K (&%
212488, HALFBEA
A 235 97 #9sALCLR, A & ACD30# 98 A T4m i 1.8 mg/kg, #e ki (A H 84180 mg), A3 1K (6 ~ 8
TG MR, ST BA
BE Rt BRAR AR i W L2k B e A K B M IR R IE S 3.6 mglkg, HAREIE, 3K, AEABEERXEIAR
%7 (HER-2FA Mo B SUME & & o B B8 TRt e AR, KT HIURE & H M 89T 21440
AT &2 —  BRAL B A T S R gmiE 7 ;. M
WG ALK TR G764 A N
AL ; BEAT R At 22k 0 3740 8008
I7 )6 55,8 i2 1A P gk gk /9 HER-2 FA M - 4 SURE 2 B
F B G T
Rk IR B R BB EATRBA I A P B i & SR, F IANEHE (3521 dD: 0.8 mg/m® (% 1X).0.5 mg/m” (8K ).

A&

0.5mg/m’ ( H15K), #HIkiiz ; B4 RAMANENEL LT
R % 5 ik F|CRACRI# B4 : 0.5 mg/m’ ( H1R). 05
mg/m* ( H8K). 0.5 mgm’ ( H15K), Hhikriz, 28dH1
AR s KA F|CRACRiH &4 ¢ 0.8 mg/m® ( FHTIRD. 0.5
mg/m® ( H8K). 0.5mg/m’> ( H15K), FHhkiriz, 28dA1
AR
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g R2

2 4h 4 AR & 5

LT FARNE

polatuzumab vedotin
MK B E R A B
enfortumab vedotin

% b A B
trastuzumab deruxtecan
A% P HER-2 A SUIE A A B
sacituzumab govitecan

M SURRRR A B

BAE 4% 2 16 97 0 R 1E o T fm JAAS ALY 3R

¥ 4 ZPD-1RPD-L1#H A &5, RGEZ4E
kb 7 ZEHTER B /AR B AT 04 B SR S AR AS M R

PRAEHE % it = 2FP FHER-274 97 69 R T bulh 3k, 4%

WA L3 = 2AP SRS MR IR IR T R W SRS = A

1.8 mg/kg ( H1R), #HMkiiz, H3R1K (L6 HH,
20 dH AR, 53Rk &) T Aed) & LR

1.25 mg/kg, #hk#E ( RKFFAH125 mg, HiEafia >
30 min), %1, 8. ISR (28 dAIANRAH), A EZHEBiERE
K IR T 2 0 R BB

5.4 mg/kg, #ARME, F3RAR, HERBIRERBEILR
EEE 4 EN 995

10 mg/kg, #hksriz, %1, 8K (H21 dAINAH), I
F it R SR ILR T A% 6 R R

7 AMLA LM RE a0 e G fa  CHLA Z B F H 24 E95 ; ASCTH Ak Famioibtd . SALCLA £ Yotk 18] T bk K itk 295
HER-2AAZ KA KR FZIR2 ; CRATLELEM ; CRiA it HOR AWM AN TAEM ; PD-1 AR T IR ; PD-LIA ST

ZARBLRL .

(2) HER-2PH VMG 0170 Wi« 79 ST s R e
7t EMILIAT 7t FITH3RESARF 7t 32 #F T-DM 1 HER-2
IO 1k i 4 2P i e SR AS L A U Y. EMILIAR
(99161 G5 EoR, X TREE R A2 K4
T il 22 B BAT N ST A HER -2 BH 4 e 391 7L e 2 3,
T-DM U B JE + R 5 Ath I 7T 8 35 1 < /s g v
et fEAEAE (progression-free survival, PFS) K]
(3 H9.641 H 6.4 H s HR = 0.65, P < 0.001)
Fep A S 2EAF Coverall survival, OS) BJ[a] (437
N30.9 H #2514 H 3 HR = 0.68, P < 0.001),
JF HT-DMIH B = 3904 R I MR AR BEAL (47
1l N41%F157%) ", TH3RESAMF 7 (60241])
BoR, HEAEFERNGTT T Z AL Ch A0S [E]
IR AL PFSHS 8] 4 51 15.84 H #1334~ H ), T-DMI
A s B R i S OS I TA) AT b A7 PESIS E] (431l
2274 HR62H, P < 0.005) ",

201348, EEE M2 R EE M (Food
and Drug Administration, FDA) Fig:t#ET-DM1H]
T-HER-2 FH 1 165 1 L e BS0HT 48 B V6 97 i A 9k BE
K AL R, HERENR2. 20199 — 0TI
Wl R A 7 45 IR 2R, T-DMUIGYT HER-25878 fifi i
1 & W 2% fi# % (objective response rate, ORR) 75
544%™, Rk, SEEEFR A RIEM 4 (National
Comprehensive Cancer Network, NCCN) 5 FgHESE,
HER-257Z [/ N M it e ] 2% R FH T-DM VR YT
{HT-DM /£ it )3 S IE i A R At o

FIRE W . T-DM1F FHER-2PH 1 FL AR 57 4
BieyT B AR R B E BT, Sih%k
By, T-DMIA{ERE BERAE, T RERR
TRIEERREFR. B, FRERE, BEZH
HER-2%1# B 1697 5 7576 5% B W b BV HER-2FH P4 7,

B, 214NN T-DMIRYT .

SRR, )T BLh 22 Bk BT N R RNG IT T
ZR33E JEE THER -2 B 1 B 91 PL b8 5, sl 2 2k P
PUHRBNEIT 45 R G 6 H W K FTHER-2 P %
VR T-DMIBETIRST 5 W% 1d 2 L IHER-2
0T JE AR LR R, T IR T-DM 1%
ITIRIT .

/NI D 2 T-DMIFIRFERAS BN, 1L /INR
THERARIE W2 — I PR, (E AR o /N
SRR Ry, VG RNH T-DMIRF, W H
WM N R BN, ST FIRANGYT, TR
LRV E R
1.1.2 447 2% $.91 (brentuximab vedotin, BV)
BV (SGN-35) J&—RL IR EAE L 58 LADC
254, IR CD30M) H o FEpL A Gl b [ 4 B
Y1 5340 Jfg B ZHDNABOR A 7 1) H AH ik 51gG1) 3
W B 25 SR AL TTE (MMAED 41,
AP EE4 NMMAE, MMAER TG0
ARG 2703, T340 i J) 391 e i
AN A T2 Bk B 5 CD30RH Pk L 40 45
b, BV i A4 AR 0 A R A L G e IR
P 240 H ZE TR TR 55 2 % 0 1 P A i oxe bR )
At RN,

B AP I 1T i PR AT FEAIE SR T BVAEZ S
7T 4 Wk 298 (classical Hodgkin lymphoma, CHL)
12 2 1 1) A2 PR 2 Btk 298 (systemic anaplastic
large cell lymphoma, sALCL) i\ 2", BV
BT 2 R BAER VECHL A ¥ (10261]) FYJORR &k
75%, TS AEAF 2 IK41%" ¢ 9T E R S A M
SALCL&E (58f51) MIORRAISAEA: A7 264y 5l @ik
B6%M60%" . J& £ 7E B R B A PR A B E
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I8 S AT TR 58——AETHERA (329431
HE— PR, B HARE T (autologous
hematopoietic stem cell transplantation, ASCT) J5,
S RFIE, 44 FBV 167 I VG T B35 4
KB P ALPESIN (8] (43 7 2414 H #142.94 H
P =0.001 3) ", ZEHAMCD3ORH MR T, BV
[FFE R 2. ALCANZA IR (13141))
SRR, H5AREEERBENIRIT 7 B 2 5
Wy B THIEL, BVIGTTCD30RH 1 1 52 kT4 i itk
LR ] 2 R RS = 4N HIFIORR (451K
13%A1156%, P < 0.000 1), FFZEK H ¥ [+ {7PFS
A (o535 H A6, 74 H, P < 0.000 1) 1,

BVIATT 50 WA R B ALFE B e, ol
Wi JEE. HERE RN MERAE.
PERLAN IR e AN B2 8. = 34w b
KAEFRLN3%, JHHEEN AR RFEZBVIRTT
BE R IR RN (28%), HEZEL2HAR
RN, 2913% 0 8 2 BT BE A AR S A 0% R
(infusion-related reactions, IRR) ',

K HARE VT &5 R W, B PRTEE2 (internati-
onal prognostic score, IPS) = 44311~ IVIHCHL
BEH, BV + AVDFE (23R +KHEHL+
EREBR) 5R#ABVDE R (ZRE +HEkE
FHRKEHW AL REB M, 58T EH T2
FEPFSH (43 5 N81.0%MM74.4%), /b T i i 1
T 2% 7% ), AHAZ 7 S 38 I 7 R 4 e a2
R TAN ER B R

BV T20204F5 7 1E AR5 r [ [ 5K 24 i e B
HRAHE BT, 7 R E SR 0E B IE R 5 R B TR
PESALCLEA & &2k BV 1 CHL . #7182 N1.8
mg/kg, 30 minbd EEHIKITES 2, B3ELR, H
TP R B AN BT 52 A R (R2).

PR X T E KA HECD30H 4 AT
M R B, HEEREZBVIRIT. sALCLILIE
BV + CHP TR GFBBtiE+ZREE+HRER),
Ho At /F fAICD30RH 44 F 41 41 % W &Y 3 ] % fR i 3%
BV + CHP5%. ECHELON2AFFE NIEHIA = 10%
CD30PH 14 fifrJ88 48 L Fr) /1 8 T4 bk R i) R, 1R
RXFT-CD30RH M Il F1E B BB R F .

AR Th BE AN A 1 B 3 T 5 R IR BBV +

- FPEVEIEIEAIXIN « 5

AVDJTZIRYT, AT AR Ty 4 L L 20 ff £
7& B3 K 7+ (granulocyte-colony stimulating factor,
G-CSF) CHFIRIT -

XT8R2 R BEVA TECHL B IR T, ik 4k
FRAROT AT G HEAT KA AT + ASCT, i Ji
RN A8 — 23697 f5 1240 H W R BUE R A 45
SN EARN R R I, 1TASCTIRYT & ol AT
BVHZGAERRIAIT 14, ASCTRIGG N i HBVIA
7. BhAh, AT EBV + Ak 2 A yT ek gy sl Al ot
P TR R S VA PECHL I —269R77

BV + AVDf REUAREBEA{E N> 602 1 ~
1T AT A R BRI~ IV EACHL 35 916 16 7 1 Al ik
T % s BVHLZRTT i {E N> 608 & R e PECHL
BRI T R
1.2 % EFDAC b b7 49 1AL ADC 2 4
1.2.1 polatuzumab vedotin (PV) PV & 41 N\ Ji
HHCD79b (FE 4 K % %00 MRk B8 J8 3 1k N =i 3R
L IBA RS2 AR AL 5y ) BsaBEuiAR . AT R A S
MMAE4 B # 5  4 k. —HPVRERN . £
SLR, BRI IMMAE B A 40 1) 40 Jfn A7 22 53 24
%S AR T,

ROMULUS I b ~ [T {5 (39%1]) &R, PV
52 PSR YT 1R B R B TR M TR 18 KBZH
JOMESRE (diffuse large B-cell lymphoma, DLBCL)
HE P HJORRFSE 425 f#  (complete response, CR)
B0 I N54%F21%, FEIEIEPEM I (follicular
lymphoma, FL) 3% (201 Il 43 51 A70%F1
45%, 4k, PVIAIT {EDLBCLA B A [ FF AL PFS
R [5] AT AL OSE 8] 43 51l 5.6 H #120.1/M H, #EFL
B Ry B R 15.34 HORTR B17APY, ROMULUSHF
FOVEAL TPV + 37 Bk B4 B R 8RR EDLBCL
(214> FAFL (23%1 ) 3% #1997 &, ORRZ% J
A IES52%AN78% ™. FEANIE A kAT i 1T 41 i A% 4
(hematopoietic stem cell transplant, HSCT) &K
IR EDLBCLE H 1, P-BRITE (PV +IKIAHE
FYT R B 20F R ST E 3
T CRF B3 m TBRT R CRIAZE AT + R %
HRH) (40% © 18%, P = 0.026), i fa i [a]
IR SE K (A3 81034 H 4.1 H, P = 0.032),
P-BRJT % 4 5 35 FOS I [A] ZE K T BRAL K3 % (43
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IN12.440 R4 H, P =0.0023) P, HF it
Wt LE R, 5 EFDAFIBRINZ] 5 8L R L4 5 il
FPVIRIT E K B IE EDLBCL A B 7 v A 5 Al
AL TR .

PV 5 HAth S 097 B G 7 RIMEIR B Z .
GO2904452 — I /£ Y] G DLBCL & & ' f# FHPV-R-
CHP T & (FIZH ppi+ IRl + 2 R R+ ik
Jern) HHAT IR T B AR E T, X T EBR
Jafa% (international prognostic index, IPI) 2 ~ 573
[P fEDLBCLEE, PV-R-CHPJ7 & 1] LA 389%
[IORRANTT%HCRZE, Kk, T 4 HPV-R-CHP
75 B R BN TARMER-CHOP T & GREEE I+ £ %
bL 2 +KFEF AR e ), EBRE rhuty i Polarix fiff
FAEIPI = 24y MIWIVEDLBCLE ¥+, KPV-R-CHP
77 ZZMR-CHOPJ; AT 7 XU E BENLA A 72,
DLEIPVAH G A RSO AL 45 48 gk 2D i (40% )+
L (11%) A BB ERHRAE (9%) 1,

20194, & [EFDA#LHEPV + RIAZEE] VT + F)
ZH BPLIR YT MEVG 55 K DLBCL.

1.2.2 trastuzumab deruxtecan (TD) TD (DS-8201)
i 20 A JE AL FTHER-2 IgG 15 e [ i 44k ih 2 Bk
P TS A A S O 4 S RN B R R R AL (CPTER
Frimdh bl T sl 4. FFREFEMTDLE
HER-2id R IA R A (K i o 3 1A BP0

(1) FLHARJ% : DESTINY-Breast01 11 5% (184
i, HA52.7% a2 BT BoR, RNzl
ZER PRI T-DM LIETT THER-2 PH 4 5 1 LI &
. TDIRYT & ORRNG60.9% (11241, 95%CI
N53.4 ~ 68.0), H H6.0%M1 & #F HCR (114,
54.9%0) B N R o1kl B # E2019
FERALH, BEM AL fE R (8] (duration of
response, DOR) A14.8MH (95%CIH13.8 ~ 16.9),
Ak, TR A AL BE v R A, B i Ar
PESHS 8] 16.4 H (95%CIN12.7 ~ A i) Y,

TDH WL = 39AS R S0, 4 o 4 R 48 A 95k
b (20.7%) TR (8.7%) ALy (7.6%) 5 [H]JFR
P Cinterstitial lung disease, ILD) HIRAEFN
13.6%, 1~ 2RILDK A % H10.9%, 3 ~ 4HILD
H0.5%, 4flE#E (2.2%) KILDIET:, MILDF %
Sl AR IR oY,
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(2) & : DESTINY-Gastric01 I #1546 (187
B> VP4l T TDXTHER-2BH 14 W HA 5 e 5558 1097 2
W AN H2 320 /02006 97 BFIHER-2FH 4 B 50 B
BE S B, I B BN 4L, ol
ZTD (6.4 mg/kg, W3FIANAM) by, 4%
R, TDXF AT AT DL 3% o3 8 % IORR . (43
S N51%A114%, P << 0.001) FIOSH[E] (435N
125 HA1844MH : HR = 0.59, P =10.01), #ich
WL = 3G0AS BSOS AL o PR 4 g /b . 2L
1 20 9/ R0 AR A, TDZH 3R 1241 (10%) f&
& B ILDE 4,

20204F Wi fied = 7 ¥ 22 A Al DESTIN Y-GastricO1
WF 50 11 #A 45 R B OR, TDYEHER-2MKRIE (Gl
a2 + IR AR —D) 1B A E gE L
R 2k DA R TT B AR 4T (7 2. TD
AAE A [ SR AT R AH S (138 RAIE o

20194, 3% EFDA#LHETDA T #:%Z id = 25k

PLHER-2J7 7% HER-2FHYE. ok V) bR 3
I BN VAT o 20204F, HAEA T shEHt
AETD A T-HER-2FH 4 A 7] 477 B 1 W 301 0 52 % 1
I BEWRIT .
1.2.3  sacituzumab govitecan (SG) SG (IMMU-132)
JENESN-38 (LB FEVEVER S =) 8T HRF
F A R DAL I 25 W A B S hRS 745 S T G
ADCZj¥), HAhRS7/@&— Pl ik 3% 2 40 i K 1 bt
J512 (trophoblast cell surface antigen 2, TROP-2) [1]
HiAk. TROP-272 H1TACSTD23E [K] 4 i 2 1 1) 4 Jfd
RMMPEED, E2MMEPERE, RIS,
g A 55, (RLE IR R AP RIAEUK. hRS7
L TROP-2454 J& W] K 1A FE 1R SN-3 8:i 126 %2 i 41 Ffd
H,  RIEBUIRAE AP,

IMMU-132-018F 78 (108%1) 7R, BEfEZE /D
e it —Rin T R = FLIRSE  (metastatic
triple-negative breast cancer, mTNBC) £ & #:52SG
1BITHIORR N33.3% (95%CIN24.6 ~ 43.1), i
DORN7.74MH (95%CIN4.9 ~ 10.8), & WLHIAS
RMNALE (= 25%MEE) Ho PR ik
ABRIS. DT SR, Rk, B, [EEL. B
AT BRI, SGIE AT 5| kT ™ H (1 A 4 b 241 g
I RIS
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IIHASCENTHF 7T (52945)) XLt T SGHEAE
WRERIAIT I % (OLATAR . IG5 PE AR
BKFEmE) HT =4I mTNBCIT 30F %2 4
P, SR EIR, ELMERNEE T, SGREM 2
R B IPFSHY (] (43 3185.6 N H AT H
HR = 041, P <0.0001), [[FOSH A5G E%
K (PHINIAAN BRI TNH s HR = 048, P <
0.000 1), Tfij 24t 5 A 7 — 5™

202054 H22H, FEEFDANGEAL#ESGH Tih

7R AE 2 2 2R IR YT ImTNBC.
124 HZERHPL (gemtuzumab ozogamicin, GO)
GO HH NV IgG44E M CD33 1) o B hi A . &
A XTRARR R MFEZE . S AR S5 UK B )
BRSNS RZATAEY (N-L 5y U 55 -
THIIE) gt A K. IR R R AR
S B R (M RS BTAE R, T S5 DNA/N A 2
A5 XU T 8 5 B 4 A R B

20004F, JF3300 1T # B8 A 9T (201, 202,
2038 9) FECD33FHME S R 1 Sk Bl 2 i 1 1t
(acute myelogenous leukemia, AML) 3 HRH M
gE JB £ MEDAfE GO (9 mg/m®, Rk vE,
. I5R2IRG ) T = 60% HAE HEZ 41
BEMEALTT 52 K PECD33FH EAMLEE ¥ . 2R, b
7 TG R 7. (SWOGS0106, 63741 &R,
&g T, BE IR NGO H B3R
ai, I H I E R AT s K R
A o) ) a2 B s e ) P2 T R e 4
PEERE, GOT201059 B i idg. SR, 5 shd
ST T R ) B2 PR 7L (AIALFA-0701, 2801
BoR, ARG R R4 25K (GO 3 mg/m’,
FRKAE, 281, 43 TR W] LA IRiX — R,
GOBX & 1R Y7 4H 18 35 134 T S 40 A6 A7 2R 35 o0 L A
HEAL T H W2 T (4 5l N40.8%H117.1% s P =
0.0003), HA7TCFAFAAER ] IR B2 e K (4391
N15.64HR9 74N H, P=0.0026), [FE, H#H
DRI RS BT BT 5010 B T2 IRV I oK 388 I 5 8211
AML-198F 58 (2371 TR, fRF & 93 R4 2 5k
BELESR TR YT A RER RIS, R INAS R F4F R AE
RAMRIET R, Ak, 20174EGO%KAE 1 £ H
FDA BBt . 5% WA GOAH K ™ A B M

- FPEVEIEIEAILIR « 7

A3 R 4R M R L IR 2R AR R,

Hal, EFDARUEGOH THI12CD33FH MK
NAMLANE 8 6 P ICD33BA . AN B = 2
% JLEAML. NCCNI& g, GO T mifa itk
FLARLA A 9% Cacute promyelocytic leukemia,
APL) MJEZRIEYT, S5 4 kA4 + =4tk =
A TR R IIAPL 5 S-S hREIT 7% (Bl f
M +RaAER) A TCD33MMERAML.
1.2.5 BIEZEREHT (inotuzumab ozogamicin, 10)
TOH 2 4H N IR ALIgG4%E M CD22 /) B v P i fd . 12
WHINEA- (40- £ W B oK 2R D T R e Sk Al 1 25
RTAEY (N-CBEEEy-RI R - ) A k.
55 3R — B IR W3R 85 v 7 Y BR AR
DNAKiL . 10 ik H n B &k Ty, 5
MR MCD2Z AL & G, WMid R E NIt 12
BN, SRRSO 5 R 5SDNA/NAG LS5,
SEOWEERT R, 4up i T

I3 6 AL 72 INO-VATEALLZ IO FK it 1 55
W (32601, B IR RE K2 EM 4 A
MR &) B ZIF TS, TR bREILT i
BB EICRER (43 5]°480.7%F129.4%, P < 0.001),
JEAK B E M RR SRR TR (o3 3 h4.64 A FI3.14
H, P=0.03). F{7PFSHFIHE] (5350 95.01 H F11.8
ANH, P<0.001) FHAOSEH] (487,71 H
M6 7MNH, P=0.04) P thah, ShruEiayr 4
bb, TOZH 835 B2 ZHSCTHI LL B B8 =1 (43 5l 41 %
1%, P <0.001). IOLAIRHEIGRIT 4 EH KE
FEEAN BRI A 7 AL (3901 J948%H146%)
5 DL BSOS AR R LN E L
FLA BRI T BB T Bl SRR AR
555 s ShnAEin T AR b, 1O i3 AR T IE A
KRR, R BT Ty s IR AT 2 IR AN
FRHIELEAAE) B W, JUH 28 ZHSCTIH &
R S P FE 25 A i 1A XU B

20174, SEEFDAFI RN 24 it & 3 Rk EIO
897 BN B R SO VA 1 AT AR BT i 2k bk 40 A
1. #% 2220204210 H30H, ClinicalTrials.gov
P38 T 202 R R IOFH A VG 7 7 e Ik R «
1.2.6 enfortumab vedotin (EV) EVHHEZA AL
Nectin-4 (—FPZEF 5> 7, @ 0 585 8 8 B AT
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TSR E, MR TR EEIERD B
TR AR B Sk IMMAESN i 25 14 25 W 41
o R IE50%M) JR b B R A P ) Nectin-4 25 FH &
KR PAE,  HLBE Db R AS T I Nectin-4 25 A 41
ARG K B o DA, Nectin-4% T bR % b i i@
fe—NEAE I ADCZGPIHE 517,

20194 € [E Ifs PR i 87 27 23 4 25 £ A A EV-
201 (Cohortl) Hff JL NEVHI SR AL $2 4L T B 1 I
PRARIG S, A 50 N 4L 5 3 o BE A 42 52 5 4
WT 5127 A8 T2 32 #&1 (programmed death-1,
PD-1) /FEFHEIE T Z A B AR (programmed death
ligand-1, PD-L1) #5508k & 6 97 i 15 2k & 1) =)
HRE A B B R % b, VR TEVEIST M
AR H R ER, L EHES HIPD-1.
PD-LI1Hu At 24 B BE#6 #%, EVIRJT BIRe s Bk
ok RIFI B FIAEAF IR 5, ORRWJ1544%, Horh
CRZEiK12% ; HfiDORILT7.64 H, A APFSHF [
k5.8 H, HALOSH KA 117~ AP, BVE I
= 3% M E A R RN ARG (8%) R4 IfLE
(7%~ JREZEES (7%) FE kg (6%) P

20194, SEEFDAfLEEVH TiRIT M &%
I BB TT FIPD- 190 97 11 53 350 W 31 5 7 2 R
bR
2 NAFYEERYEYR2MEELR

T PuiR 4 L d HE 4 A [H, AN FIADCZ
PIIAS R AN o 75 BRI DGR AN R RS 4%
MR 2% B AL 200 PN MR A BB Al %
N, phEFEE. R WEtE. HIRGR
Wi CBERRNE B, BRI RS R
RS AAE S AR . IR A A B 25
(3. 7EFH 24 1 1] 5 4% U7 e W0 AH 2 AN B SORY
o B R A HE i SRS R N AT AR TS B 4h
FICRRRTT 5 TEBELRAEAS RO R 25 V) G 2
BI2WT, B KA RIRILG 4 T 0 M AL E 7T %,
[ BN Y HE 2 I TT U7 58 AT IE VR YT SRR AL B,
AN RN EE R A5 2 5 ST DAAR R AN R
N, NI R Z F R e, SRR, AL
PR3 Ik AR 2R A e B A R 8 SO R RS %2
VEE AT TR EA A
21 ®RFRRRE  MIBEFA R ZADCE
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/R AN NS S AR S B oo 1 i 2V A N R o v
JRLUR D SE L LB RE RS, 7 E A I AN R
JRLR] 0 YO0 R G R R . RIS
FIADCZ 9 1l 3E 47 4 1 40 J B 25, % T A%
HIRITECOR B H NIHER Y, frflfa sk & Ik
WEE TR IRE IR R T v ). AEIRYT
V) 2 P 00 A P, [ B 5 R T 1 FH 253347
TR .

211 M/MRIBZSRE  AEAER ARES, T-DMUIGTT &
& A R A ISR RE A 3R 20% ~ 38%,
= 3N IE B R AR 3R N2% ~ 13% 5 T
MABEX — AR EA R AR R, A )
IR I A i A R K52.5% ~ 69.8%, = 34Ul
PN ) 2B 2 N29.8% ~ 45.0% 54, it
TR AT-DMIERE, EIRITHT BANGTT RN
1R (A3 JEAT-DMIAZHD AR 30 d)5,
87 5 ARG I 0 AR 5 fET-DMI1ZE 253 1R], B RSE I
DU ZINAR,  HE B AL N k2 7 5 I i 2 FH 24 741 £
[ s At S I PR TR AT 91 o 245470 7)1 8 A
24 CRUHEE D) 390 /MR E 1) 835 7 B 15
T-DMIH %, HEEREE < 14ui/Mikl. %E
JE BB, FIEAE, R PEERHFE2 ~ 3
G R HEIR A 24, MISB IR 25 . 4
G I /AR RE TR RR A AR B S 34 2R A, H E T
AT-DM1H 245, 78 75 B — N KF (3.6 mg/kg
HE23.0 mg/kg 5 3.0 mg/kgif #2224 mg/kg).
SR B R 24 2.4 mg/kgH AT R AE A A
M R EIaYT o A W A R A 3B A4 /N
AME, RIERIRE L G422 AN ERE < 19 1IL/MR
JDRE, W2 IET-DMIH 250 6 1 = 39 /MR Ik
AER R, BINA TEHAANANR-1EELHA
MAMRAERRRIGYT, BiSFE (hE MR AST
PRI E B 20297 3510 (201900 ). Wi
LT MBI R RCRAME, RRFEIE KT
BHEAESZ, TN % i
S5 I /IO AR BUER B2 AR T ) 70 A 2 R ) 18 FH ARABL
Rk — P IRER

2.1.2 rp VKL G M Rk 2 RE P R AR i D 2
ADCZ Wi WA R RN 2 —, W RE5 5K 9%
T~ SR 00 1 o B B R 2 P B A ) 28
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=3 B SYIBEZSIEX T R RN

BBk % FRER
IR PR R sacituzumab govitecan JRH BRER ) F AR B S A B | AL AR
polatuzumab vedotin B A A )
IR 3 S B R A7)
sacituzumab govitecan J2 0 P bk LR,
B E MR E R S AR, IR
YT A i S Ak
trastuzumab deruxtecan o M A LI,
i EAR R B YA A ST HR L e S iR B
sacituzumab govitecan EuRid
enfortumab vedotin i EERINT 3
eSS =0 iy iR K B
polatuzumab vedotin By iE AR K B
BE LR ER HriEAR KB ABHR R
b 22 bk BE W ER b 22 Fk
YA A J R AY 2 5m T
polatuzumab vedotin J B A 22 9m &
enfortumab vedotin J B AY 2% &
Atk B E kI AR
YA i e
polatuzumab vedotin A
R LRp FFARTE, LR AT 35k IR 7
il b BE LRt il b
Yo il At
trastuzumab deruxtecan 8] Ji P Pl s o e il K
HA R Rk IR sacituzumab govitecan E, vRek
sacituzumab govitecan EERE
YT A Wi St A
Ny 33 P3Gk B QT A #paE %
B FE R AR ESENRRE
trastuzumab deruxtecan ESENRAEL
R g polatuzumab vedotin il A LRSS
YA F T Jo T B AL S
Bk e BT LR R A enfortumab vedotin TR R
YT T2 0 B IR R
T T 75 i 2 B A R Tib 968 5 A 45 A A
polatuzumab vedotin B 95 V5 R 4% AR
R AT enfortumab vedotin 5 A
A3 I enfortumab vedotin AR 2 5
AR polatuzumab vedotin HATHE S G R R R
A K R B W -Erk it h

AT I ot T R A A MR 4 ek D RS v s (>
20%) BHE (10% ~ 20%) A I oAl R R & 1)
B, WA TG-CSFHll. FiRignfudxt -5 <
1004 /mm’* 7 HKf RF 42 17 LA I, mT 45 005 14
FURGRTT . IR > 38°CH, K4 T4 MR
AEFRIBIT IS ER A, R RS KA EE T
%%[41]0

22 HR B IRRZEADCZPNIATT B WA
RN, RAERN25% ~ 13.0%", EERDIREIE R
TR, REE O MR, . S, IR,
WPAR R E AR B AZ ). PEEIRREER U A
FEIPIR A AE | RIS BN | SRR EE L Laliid el
NP . B MO OV R RS

XA AH O XU (1) SR, T S A FH S ] e 1
WE. X OB S AR R, DL KPR
FEARIRRMRS: o FEfE IR AR S5 R 201 hN
W BAHIRRAE A T HIIRRI EE, 7K
I A W, R4S T 2R W I R B IR 2R RE VR
J7 5 ST RAEMEIRRIES, EVURAEZ.
23 B EAZmE PV. EV. BVAIT-DMIK A
T U BRI RS, AN [ 7 R R A 2
A2 1) K A RN F R IEAR P 22 7 (13% ~ 62%),
BLAL ~ 240 JA Bl 3 A Ry 10288 ez |
WG IS RES R, SRR I 7S A R
AR o AR 295 AR B AR 32 BRI N IR v 4 42
Bits, WA ERGEIRIR . BRI (R A
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PIVESRIR S5 S PR 2R IR, 7™ B2 W] H PO B
71 HEEME. TETE, ERENR. HEEH
L PR 2 AR, T4 TBIRYEAE R E TR AR
I7 5 08 TR IR AR, AT e 3 B T | i AR
BOKR AR SR BRI POV T SRR T« 2
AT E A2 R B R R 2 AR RS . 12
WG T -

M ADCYR I ik A2 v LR R 7 ) A A
WA QRO B, WEE R AT AT EAR, &
LT AR T AT ER, BRI R, &5
XA E AT e, AETE IR B2 B E
Wi, AR KRS, RO ZZADCIRYT 5 AR
s, B RENS ARG HEL, B R E T ARIAIT
I BEADCH & B BARAK ¢ 5 KA ™ E
MR (490, fa B A mit, RISZEpZ Ik
ADCIBYT
24 FFREAEE SEEFDALHT Y & AT GO ST HE
BEVEI AR, RGP EE BB e K L ZE T
J% (veno-occlusive disease, VOD). ALFA-0701 #ff
TR, 5% EFEZGORIT I 5 58 KA
vOD™, HHZEVODK AN N2 ~ 298d,
LB A1 2089 d, 83.3%IVOD K A= TGO )28 d
W, B SR EGOR A RIT I EH . HAHH
o Bl R R AR 3 ns. 745 ). HSCT
J& B 52 GOYR T 8Ll %2 GOYR JT JE ATHSCT (X Fa 44
2.6 ~ 2.97%) [ RKEVODH KK T =Y. 18
VBT W) B B Y] 2 EVODIH kK A2, — B KA
VOD, R K2 1EGORIT. Wit SR R K
T2 = 2f51E% IR Cupper limits of normal, ULN)
BRI AR A I % 1§ (aspartate transaminase,
AST) F/EL AR R A F2 B (alanine transam-
inase, ALT) = 25XULN, M IEZEGOIRIT H 2 &
JH 2T % Kk B & < 2XULN. ASTHIALT/K F 1%
HE < 25XULNKT.

HoAl B4 FFF S ADCZS YiE G BV, PVAI
T-DM1, RiHRBATHDReR A, IFER A DR
SR I B HEAT T TR
2.5 FhA&EM TDRIIGIKRT 7T En, ILDKAERN
9.0% ~ 13.6%, FFEMEILDEL E I Ge o il 4 1) &
A EN2.6%, R, A7 78 R IRCTE R IR (1) 58 5 N 4
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FTD™ . fE8:52TDIRIT M), B UCE & 7E H P
WKL TP PR A L R ARORI/BIAT AT 3B £ 3% A B T S
FERES, NOZRIHRY, RN ZEV O EE G RE
ILDIJREIR . ARAEMSEAR 2 2%, S R ILILD)
WEE, FISEILDEEEW R A2 M RAER (1
g¢) ILD, N7 RS FH [ B R O R Ia T (=
0.5 mg/kgik Je Fa 1o B m] S5 7 & 4 i AR D, wf
GEETDIRYT . WER IR TE (22085 &) ILD,
i LRI AR IS [ R s R IR T (W= 1 mg/kgiRJe
P 0 B 48 70 B A ) F A 3R D o REAR I AR e
MG AR I RS e I, R > 2
] P 7 T 2 R B, AR K TR (4D
Weme R REIR QECE ) ILDI &, Rk
MMEL] . R FRSERAL, HINE RS,
T, PG R R At 25 )

AN, T-DMIABV R 15 1 SO 1l 1,

T-DMIFIBV 2545t B 5 S TLD#EAT T %R, T-DM1
AP G fi 28 1O i 2 110 7 HE 2253 ) 2910.8% ~
1.1%A11.8%%"%, BV + ABVDJ7 % I fili 7% 1 = 1
RAFNS%, 2R+ ABVDI 2 N3%
26 HAHERRRE JHNIE R EADCH YR
TLIAS BB, GG IR FIRRYS 45, @ N
BRRE, R E A R 7R A Y O I T
PeAbEE

SGH A flEn: 1, Wl KA H69%, MR K
42 2 ONAYY%, IETE KA FN63%. KA
3 ~ AGUHAGTE B, R BB EADCIRYT, I
EW S Ja 4T ADCH 25 &, [ I &5 7 1k ik 4t
NGB 235 FRIRTT . WRE 2R = 3901k
TE N, DR LA IR YT

BVH[ S:8U™ H ) B miE H A, SHEEm R
SMERRR A . FABEC R E Y S i 1E F RORE BLEE
FAL il B B, NS, Pk
JL 91 285 M 9 R B BHL . Tt 52 2R P ik B8 mT
RE 2380 B P a FLI XURS: o G 2R HE BB B B AR 1Y)
B piEieR, EAEmE IR, E LTS W
I PG 24IRYT, DEN S RIEA#ITSE,
27 SREAM O NEE MR PTHER-225 4 WL 1)
B, WERIONE O ES M550 (left ventricular
ejection fraction, LVEF) TP, 7ERNFHTDFIT-DM1
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ZHT, RN R ATVEAL, AHEN N E R KR,
AL ME R E AR E R, MEEHRIT & IR
Bt LB B0, 1 3% 2 I 0 v P N 7 00 B0 1
BEAE RS2 ARG T I B, FRENE A2
JULES 2 RN R AR . ¥ T HA TR R BN2S E R AL
BN IR 75 5 0 BT 58 2o U 2540 T o 93 K 5
G R ity M B PR R O LA, R P T LA 2
FTIRTIN o 72 SR PPAN O Ty B8 B AH DG o i B 1 A
MR AR, SRR, KBS, G
FER R, B R 2400 1 0 I S 5 3 A e i A 1 55
B BBk & 1 2 ARFE U2 AR B 7 % T
TREARE O DI REA IR, O T RIEAS
V&, A R I R I B e e A o ) A R 5K
F T SZARFE BRI AN B2 A4 BRI 71 (0 2 ilh b, w4k 4k
ADCZWIIGIT FF B IMLVEF WM AT (g4 f 170,
WILVEFZE XA < 50% (&= 16%), BUfE IE S
Y EHME A YT I FE P LVEF T FRIE B = 10%, N2
ADCZIWNIRYT, Feh T I R 5K 28 I 49 iy 400 1) 77
B IR ER 1 2R K Busf I AR B 7, T

- FEVEFIEIEATILIR 1]

7o GILVEFRRARA I 8™ RS, BURAH
RETR 78 MO 5808, R ST 2, DB IO
MELER=2, HSEAPEIGRME Y2 (EHH
2y ME R MERT GRS (20200) SRR AR
HEURE SN2 R0 150

S5LVEF AR 1b A0 Lk, B AR m) 948 (global
longitudinal strain, GLS) *¥ U JIlE 5 14 1 T50 WU ) B
¥, GLSS: S LVEF K [ Al 42 f 4934 H9,
X A] BEARAL S B0 AR R VR T BIIR 1, BRIV
B U A o U 2 2 A SE S TR VA I 1) P BB
3 A BEBYZGY L eIPEIIR
3.1 RBET RTGEIE, HEESY, LR
IR 2558 CRIEADCZY) ; B FBLES, X
P B AP 250162 Wi, U ER i Bk 25 P A
AR E . EKOPAL < o R RN
& U A BRI T R, RARIE 25U
5 BRI B A -
32 A%y BXEEEER, @B, %
HE25 W W SR AT M o Sy S 1AL A e fe

3 ~ 48 W H ELVEF, LVEFIK & IE % J5 HiE1Th

EEHEIA SR,

=4 PEC EHRRAYEBERISYBIERGIENEEEIN

R A Y WAt

HMp LR FA A BIBRATRAE 7 X E et R R Ao 2 5 BB b 32
BiwEt ATH AE B EALHAE, 1B SABGATIES R4 H R A0 mind iz, BFLAHERERT

RIEH
(T-DM1)

AR ES

JA 7K

Y%k GEE LW

+¥5 ke E2H

(BV) KK Ak
Bk

1% W K5 mled B H 24
KEN100 mghy & £ W%
R FDH A R AFS mltd
T EH R AR IEA160 mg
Wy B F b &2k R L
A, ) AR 20 mg/mlfd s ik .
1ZIZAES N, AR
AT A L, R R
AR ACDFLECGE BT E
%, H At 4250 ml
#0.9% 7 AL #h 2 4k K
0.45% R A4k 12 5 % 04 4y
ERN. RAAERE B
(5%) Eik. A TR
KA, WMEREZRZE
RS TRIR

Bedh) « AR R L IAE R
10.5 mBESHA KT 7, #
W A5 mg/mle HF#L L
FHEEI0%, AR %
HFERAEFAHSS mg &
B EARARA 1] ml. LR
ANGAR, A HAEE
S ER S A
BRRHAMAELRE
TR B LE
TRAR Ly AL
vk, pHALH6.6

W ARG, B
SEAE . R A
B4k R, Beol B oah B
£ 2R AR HL T A
Ak A, U2 ~8C
(36 ~ 46 ) #i8 &
AR S 224 h; M
R RO - S ]
M, ELELH B2 hl
Hrix, Aid24 hkE B
o8 E R A £
Fo R AA., BLH G
) Fb R AT A, AT
Bk AR R

An)G, NI EE
iR T, k2B
M, W ¥R R A
F2~8C, #TAaAx%
JE24 hi e A, Fmh
Wy WAL e R M,
A JE2 hm iy iE .
o T b

FEHER BAR EH, ST
& 425 )6 £ 90 min VLA A Fh.
BRI R AR R . 42
18] B2 55 by WA ) By 02 3R A%, B b T Ak
HBILE FANEAE L. e R AH
VRN AR BT, WA T RS
J& 4 7 & B T R A 30 mindy £, JF
H B FE fy 2 R e di 2 e £ V30
min A & B FBAFILIE, 4R B AR
P EAR R EIR, AR AT 0 By
EiRERTHL N, HIERAS
W R RO B, MRS ST . R
R B ARG, B B O

30 minA L ¥Rk iz s, fEtiEd
B B, B B L. e
RE A E BB, W 5B
R AR A YA A, S
HATE LG . wRE A MR
KB, s Bp P iR, FFRER
R, EREME, TEA
BIZd R E W T E R MR, X
FRRAR R A AR £ B 6 Bk,
JEAE )G Y iR AT R IR A 2. TR
B R 25 6,6 2t LB AR By, FL M
M Ak BRI

MR R, &R mIR
%, BB Bl E
& Fo pNEPIT, L&
B I8 B AP 0T P B 38 S
E4; KRG B HRIRE,
) 40 G F AT S bk
FE Rk Lok
E %R It g, A
E IR A A e
HHFE2~8CRAN
A TR IR
ek, BERKREME,
KM ANEH A
RER, HhiRiBERL
FiRG AT IR, BF
B = & 64 i B 3R S
TERRL, TNEEF RN,
FEEFGY, hH
23R, R REAL
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