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200 B8 40 M 1% Cacute myeloid leukemia,
AML) 2 BN 2 1 0 e TR 2, e — 2
S DR AR T B0 3 i 200 B A e 3 2 A 1
JEE S S 0 IV 2R B R o AR ALY R A
T LT 20 RS A 2 60 % LU AML B 35 1) £ 23R
J7F B 7820 28 70 AR “3+7 7 (3d
LR R +Td BRI ) , R LR — B0 N & bR
HEIR YT, A K 1A AT 30% ~40% (1 4F 1% AML #&
F09 ) E AN IR AMLBFSE 3254 50~55 %
MR, e S A AF RN 40%~45% . Jo K R F
TR K EF) 60 & 1 AML &, & SAEEF RN
30%~35% , iX Lei AL Ak yT I T 60 5 LU L
TR SEAFRIT 10%~15% "7, iz W,
H 60% 1452 AML 35 2k B & L IMERIRES
A VA5G 11 5 R 2 BOTCIE it 572 58 AL EL 20 R
B ALY J7 %6, AML BIIR I7 5 A7 8 B K0 I IR 7
Ko B VT AR X AML A 56 3k R R 0 =0k,
2017 4F LA AR Z2 8 24 BT i it B3 T AML
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BARIGIT N 25 TAEGR, RO Z4E
AML , AML ZZ fif J5 W) 4ER538 97 LA S &2 R 1) AML 1)
TRYT IR T A G RARE

1 FEAMLEEHBTHUREARIER

1.1 ZF AMLASET IR

VTR BEAT N F BBl A 2275 W 1 ik o 1
TR A A SR i A 7R T S B AE AML R
R EWG I, KA A2 4R 68 %, Ho1/3 LA
BRI H RREHAE R K T 75 % . A AML B
KM AP R B, 5 AAF AL 5% . B4R AML
S BIRYT BURAR I B8 B AOIR A T 232 3 Ml
AL, H 1l 2 K H Ferrara 1 b5 1 4] By 2 5 2 B A4
unfit o X T fit B9 B4R AML R, A] AR
(¥ “3+77 HEATIRIT s % T unfit B ZAE AML B # 0]
15 25 W 3L 4k 5. 25 (hypomethylating agents , HMA )
1R YT B G /N ) B BT R A, B4 T Bt SCH
1BIT .
1.2 FAEEEAMLEEZFHNARHERE

TE & AF AML J8 2 b, AIR) S Bl B i (Tow -
dose cytarabine , LDAC) AJ{E b —Fifyr k4t H &
HRCRBAR, 7E =R (complete response , CR)/IflL
Y BT H K 58 2 YK & ) CR (CR with incomplete
blood count recovery, CRi) 4 11%~19%, 7 AT
1 (overall survival, 0S) k64" B4R ERE-2
FEH (B-cell lymphoma-2 , Bel-2) il 57 . AT R 1t
Sl - 1 (isocitrate-dehydrogenase- 1, IDHT ) 1]l il 5] |
FMS # [ 2 R 4 # 3 (FMS-like tyrosine kinase 3,
FLT3 ) 40 il 77 45 B [0] 36 97 25 9 14 1) i, g 28 2 4F
AML P36 97 W85, 5 rh Bel -2 #1104 551 2 2% 52 4ir
(venetoclax) it B ok & 4F AML AR 97 4 ok T 48
KIS o YA ya Pl — P £V 1) Bel-2 9]
A, AR S LA & T PO T8 Bel-2 19 BH3 45
P 3, DT A 5% Bel-2 XA 3 12 48 A Sl A 1
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AR G A A g T T AR AML H A
MR RL, 2018 4F 11 H 21 H 25 FE £ 5 24 0 B4
Fil J5y (food and drug administration, FDA ) Jill & It £
T Y43 i 5 HMA 5 LDAC B4 1 H T->75 2 1
AR AML BB s AN 37 0% AL )7 B, i 2y
T 2020 4F 12 HfE E N R . — 305 R 98 4843
SR +LDAC 5 S8 w5k Bt 4k i I B LSS
TR BRI AR, A B2 W 18 % LA AR
i 52 5 AL AL YT B9 AML 835, 211 RS #2211 b
BIBEHL 5 F 223 e Pl (n=143) B R (n=68 ) ,
28 d g — R, in F LDAC 5 1 R &% 10 K,
FEWF L RN DA IR AL A
PR AT A A AR AR E AR
76 % (JL I 36~93 % ) , 38% A 4k &% 1 AML, 20%
WS HMA . #0284 Br 4 2R, e 78 s hi ik &
LDAC £H 5 ¥ i Fi] LDAC £ Fb 48 ] FAI% 25% Y 48
T UG [ XU LE (hazard ratio, HR)0.75,95% A] {5 [X.
[d] (confidence interval , C1)0.52~1.07,P=0.11], &
Thef i X H 2 4k 2% 5 B+ LDAC 41 w0 A A 77 1Y)
(84N H vs. 411 ) B WA R (48% vs. 13% ) i,
FNT LDAC B2 o [l B, X — I R 3 56 AR
IR T s Se R A LDAC HAT RAF Hy i 27
PERIAT AR 2 e pE . B ET4E 4 s b & HMA
8 LDAC /2 VA97 Z4E AML IR T B, W TAR
FNE B AL R 28 4 ) e B R A R R I R S U
(IESE Ny

BRI 25 W A BB LT s R 2 T &
(“3+77) & W N AML B35 N H &z G977
Fo KT IRARAGIME TG & G 15 27 55 1 fit
B E4E AML SR bR “3+7 7 Aby7 7 AT R T LAAE
RIK A AML BB FIRIT 1R, BRAE 45 X
fit 1 & AF AML A7 2R 5 5 /9 CR A0 22 A A=
R X R EZ 45 . CPX-351 (vyxeos) & —
FUAFR G IR 15 LB A o Rg A,
2017 4FA 4R FDA it #fE brfi . —39 CPX-351 i I 4
ifF 5T (NCT01696084 ) 44 A 309 B 4F- 1 60~75 % 1)
EWIL Gk & Ve AML BB, 4r b CPX-351 40
(n=153),3+7 241 (n=156) . Kaplan-Meier T it
gERL IR, CPX-351 411 3 4F e S AR A fE R i T
BT (539K 21% vs. 9%, 18% vs. 8%) ., CPX-351
TEARAS CR/CRI 1Y 835 Hh 10 22 ek 5 VAR BIF 9T AT
FI3+77 7 RO HNE 4 —2, 7Ei5 3] CR/CRI
1y 8, BF ST D ) R WL B =3 YR YT gl &
AN KB FH M (treatment - emergent adverse events,

TEAE ; =10% ) /& & # Pk % ki 240 Jfd s 2> e
(CPX-351 24 : 79% vs. “3+7" 4 : 77% ) . & Il JE
(14% vs. 6% ) Jili ¢ (12% vs. 15% ) B IfL4E (11%
vs. 2% ) I AE (6% vs. 10% ) A1 Jifi 7K A (3% vs.
10% ) o 2 PP b b 20 Bf s /0 i (CPX-351 4 -
15% vs. “3+77 24 : 12% ) J2 i # WL 09 /™ # TEAE
CPX-351 4 (1) 1 5] 8 2 P TEAE (o0 i 5 9 ) 17 45
2, XTI L ey AL RE Y T I R A
FERW, SEGEN“3+7" 5 ML, CPX-351 R i
15 TG/ 4k K M A AML SR 3 S B0 T IR A 22 R, A
Mek 3 0S, HAZ2 e,

2 AMLEREBEEZE#HFFRT?

SRAL S FIILIENGYT IS 2 R AT SR & AMLIRYT
M e BB N . AE AML A, B 20k L ks 2
A2 L% (acute promyelocytic leukemia, APL) 4,
HEFFIRIT A2 W ISR MG, X ] RE 2 th Tk = A1
Xf o B M E ) 7 28 T LR CR B E B 4E iR
7 o R TR B9 2% 12 4% 22 A 1 A 97 J7 28 s fd Y
LDAC 1R 4ERHIR T AR FEARLR I A A, A8 I
e pf 5Y SE K T JC B K B A W (recurrence - free
survival, RFS)  {HA 238 OS, &85 it IR R R 4
o7 & TR r it .

TEAE 2 10 4F Bl 25 HMA Hl 9 Al 36 1 Bl L A
HHY T Z N, BFFE T8 HAE y AML (1) 4E ¢
BIT T T 23 R . — IURE AL I A AF 5
(HOVON97) 1, Xt F AML s 15 B 3 /4 53 L5 5 4F
P E 6 PR BT 00 FE B 4G 4 B 1S 22 (myelodysplastic
syndromes- refractory anemia with excess blasts , MDS-
RAEB) & 4F B # (=60 % ), fE /D 25 by7 A
W15 3% CR/CRI J& , BF5E N BLPPAL 1 Bl LA 4
NG AERRIR T B . AT 116 AT 5 S
Y B BRI (12 1) 20 L B2 (n=60) BB HL
Ji 2 5 41 (n=56; 50 mg/m?, s.c.,d1~d5,4 w) , ET
PN E KB 120 AW . S5 B E R B D
1A JE 30 A BT L B 11, 46 Bl 42 52 250 4 A4S T T
35 Bl E A B 12 A, WESE s IR WoRTE
B L A 3597 41 (log-rank 5 P = 0.04) , JCHk A= 17 %
(disease free survival , DFS) B {2 ZE 04, Bl FL M1
A 124> H DFSAilidt o 649% , %f BEZH A 42% .
I, WFE N BLA 258, SR AT CRJS (8 FH BT L A
AR R AT RS, JF AT DLW 3 ok DFS. TE
QUAZAR AML-001 f 53 H , 472 f|=55 % J& & ol 4k
JNE AML FR A (252 Bl i B 5 PR 2R 25 1Y
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PR ALY AT BUOR AT L ENR YT R H
WG it Jo AN 38 B A 7 S5 58 PR o O+ 4 PR 8 A ) Fifi
BLI2E 5% CC-486 (BT FL L 1 1 F1 R il 55 300 mg/d,
14 ) B BANGIT . REHEE (AT HY
80% ) #3217 &/ 1A A AW I EIGIT o #55%
CC-486 HEFFIAIT LA 1Y 0S 153 3] I 2 038 (R v
0S:24.7 1~ H vs. 1484~ H , P=0.000 9, HR 0.69) .
T RES WA 2 T AHRLA A H IR 25 9Tt 52 7
R4, SR %) IR FH A 45 B A ) AR T L
2 P i R DG AR TR T PE A A 2 . R, CC-486
B FDA L1 T AML 46 R8T 955 L g,
X 2 T AML 22 fiff Je 1 A FRia 7 i 7 BB
Tk, R AILENA YT BN & AML B ER
ST R 5 =07, X F AML B 4E R TT , R
FMBBARB X L7 HRIMNEEE gk
IR T .

3 EXR/MEAMLHRRIETHE

AML s — Pl B2 S Bk A e, RAE A
2017 4F DU e T LA BT 25 (4754 38 23 AML A&
ERFFRIT IO, BV M5 5 2R I (primary
induction failure, PIF) 5% 6 > H W& & [ BRI &E %
(early relapse, ER) ] sl R e MEYR M L B K
(relapsed/refractory , R/R ) AML i & 9% 0 55— il
PRER, X R/R AML#EATH R IR YT, 52 A Z ]
22 5 HYSERNA T A RCRBR ™ P, SR BT
IRIT T E DL R/R AML SR 9 R BLTUS A 0
A A8 D) S A e ELBRCEL R AR i PR )

BEXE AML 20} 36 T L R R R AL 0 IR T 2 A
BSA R/R AML AT J7 3 1587 S B, X AR T 1Y
D FAAE T S P A2 O W 00 L, T X8 I 400 L ) 52
M 5 /0 ELAT R 1 I R N FH AT . CD123 XL
FRE 4 g4 2 -3 3244 (interleukin-3 receptor, IL-3R)
o, BN IL-3R Y o 8 , IL-3Ra 5 IL-3 255 5 #E 1 5
IL-3R 1 B HEI IS 1A, ] SRR S0 40 P4 9
{55 JAK2, A S 4I A 58 5 4715 o CD123 38 %
TEIE LT 40 M E 25k, e AML . 2PE ik I 4a i A
M7 6 40 7 L S5 PR b e e ik, i gk i
TR A0 L ) ok BEREAE , DRI, CD123 B AMLIRYT
A AR T — A AP R CD123 B 1) 41 il 571
EAEWF A, AL 45 B sE BEHUIR , PUIR-25 W) (B
b2 25 Wk 3 /T3 RNA (small interfering RNA ,
siIRNA) {15 ) 28 16 R 48, LA Kdm & B A2 AR T 40
Jitd (chimeric antigen receptor T cell, CAR-T) H % J7

AR BRI TS Pt AMLTE >, 2550
UK A 280 24 B g BEHUAR I BT IR
B AT 45 A B 1 A B — 25 A Al AT [R5 2 A
S EE . WAARZECR BTt EH T R/IR 21 B
WEEL 20 H 1 I ( B-cell lymphoblastic leukemia ,
B-ALL) &7 I HE 1] CD3 1 CD19 f 20 i 7 42 U
E'@ﬁ'%(bispeciﬁc T-cell engater, BiTE ) 21

Flotetuzumab (MGD006 ) s& — F 3 F CD3e
CD123 FYRURE S PEHUAR 71, LUBGE FIHRAE [ Bt 14
(dual affinity retargeting , DART ) JE 2% 11, fE 4% #
6] CD123+ [ ML 20 B I U5 = T 40 i 35 1k, *F
AML #0 Ji A% Fn JE AR AML 20 i 34 2 A5 ik B 4 8t
PR R 1E ™. 1E www.clinicaltrials.gov 20
I #NCT02152956 H)— 31 22 .t JT bR 2 172
T, 2B 53 1 38R R il 2 5 T A 92 12 Yl o e ik
¥ 5% (tumor microenvironment , TME ) 5 Frl 8 BT H° 119
AR T7 T 25 46 G, {H X flotetuzumab A {697 R by, 3
20 88 ] R/R AML RN (B #3220 1 /92 PF A
flotetuzumab (MGDO06 ) 7£ PIF/ER AML £ 3 H i) $1
iR R S s AL 9 S ol OO L 12 O 4 & B
P& 52 #J CR (CR with partial hematological recovery,
CRh) . HA fPE =1 TME [ PIF/ER F8 4 Ifi R 3k
st B I, 78 30 i 42 52 77 1 3 57 5 (recommended
phase Il dose, RP2D) iA 7 ¥ PIF/ER & & ', CR/
CRh & 2y 26.7% , & % f# % (CR/CRW/CRi) 2
30.0%. fEik%)CR/CRh [ PIF/ER 3, 0z OS
10240 H (1.87 4 H~27274H) 6 A~ A Fi124
H A A2 553 31 8 75% (95%C1 0.450~1.05) F1 50%
(95%CI 0.154~0.846) o fiz i UL 1A R 2 2 i 1
FH 7 2 W (infusion-related reactions, IRRs )/ Jif
F R 27 A 1E (cytokine release syndrome, CRS) , 3
BN 1~290, TE55 1 a0 45 2 L FEOR AL T
Ab T R WA P TR AT R ek P 5] 2 920/ v i
DR 17 ™5 B IRR/CRS™ , Floteuzumab {38 T
— T P 1 S G PR IR YT U7 ¥ L 1R PIF/ER &
Je ML T AT 45 52 0y i A v R A KB R IR T
TPk

4 AMLARERHEZEFIE

BEAROR T AT TUAR B 24 1 FH 1) s 3ok MM E SR
2R WA 30 1 ol — 26 25 ) AR A iR T Bl
FH  DAE Sy 522 {1 301565 At 25 P fifi 368 X
G EAE AR KRB R AR E . X T
AML AR 36YT EEE P LE 3N .
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FIRIT A REBAL LA “3+77 J5 58, i A& 22
MR E A T2 s e PR 3+7+X 7 7 28, XA X B
P F R R ) S ARR R RSk, FRATT T RE AN
MR A2 AR B AT A 4

HR SR 3697 P R 2 AR, B R AR R RN
AML u%‘%*{ﬁﬁuﬁﬁc%ﬁf?*ﬁiﬂﬁﬂiﬁf(@%
R BT AR LT L AR e S R TR O T AN e A
)R F o BfiE FIL3 #0655 IDHT 460 570 78 = A
B R B R MR E RS SRR
AR I RIS, #5025 5 AH88 4 T R
R A 188 R CAR-T VAT 1Y I R 50t 7E F i
IR R Bt T T 1) 25 ) BRSS9 AR IR YT 24
YIRS I 505 B IR YT AT BE 23 4] chemo-free TX,
0 B TR 25 W b T RRAIR Y O I kR L X T B4R
AML B & AR IR T B AR R & A= A8 1k, AT
BT BAREE AL EE IR F 30 @ A i 8, )
WA SRR o

e S5 X B AR e W I B AL, AML AR E
() P I 95 200 B 7 92 A7 AE A DG AL Bly e 2k 5 1
E"Jﬁéfi'wﬁ,llﬂjAML FBH I B ARIR YT o B
A5 06 B G 5 2 G5 3R AT W LA O 238 9 7
Ko A EHAKA ﬁ%%%?AML%%ﬁaf”%u
X5 I WFGE, R AML BIR YT SRR R T £
JA 7R
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