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Abstract: The high relapse rate and drug resistance are main causes of death in acute myeloid leukemia
(AML) patients. Leukemic stem cells (LSCs) are supposed to be responsible for the proliferation of leukemia cells
and facilitate the development of relapse. Therefore, targeting LSCs is expected to be an effective strategy to
improve the patients' survival rate and reduce relapse rate even cure AML. In the last decade, more and more studies
are focused on the special role of LSCs on leukemogenesis and therapeutic strategies based on LSCs. In this review,
we will summarize the origin of LSCs, their biological characteristics, the survival microenvironment for LSCs, their
relevant immunophenotypes, and the involved signaling pathways related to LSCs. Particularly, we will highlight the
therapeutic strategies based on LSCs, which may provide novel ideas for the treatment of AML.
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SRR W B T 1] R, DT S B A 1 4
e LAHE fi) 14 0L 40 0 Rk 2 SRR (AR IR A
WEFE R J5 ), B TR S . AR SO A I
T T AR BRI A A R AR AR RO R
BEF Y AR AR 5 3 L L 1] ¥R 7 SR W 45 5 i kAT
LRIk, B AE R 1) L T A IR JT AML B AR
AML 5 73 F A B 375 b ) S B LA

1 BlfETHAREXEN

A I 455 T 28 i 1 SR TR

PRIE ML 1 20 L A R 8, %k 3 JF 8% 13 1 s 1
YRR AR YR T E L, R AR Z R R, A
I35 1 240 B % oA U5 01 A B A W i 48 k. A BE
2% WY 1 I8 T 4t B T BE R R T OE R Y 1 i T 4
FRLY T S 0 s L/ 4E 40 A ) S I T A S 1
KA R SR E AL . 3 T 4 AR I R
4 i e AT A L, B I R Y g O RN 4y
825 A A 220 I 4 B VR L T AAS X R 43 24 BT
P 00375 325 00 &40 6 R AL 40 6 T O
A A 28 Dy YR 28 748 B R 1A IS T A L, s T A
J i 22 B B R AR B AL, S 30T T BRREAR Y
101975 AEL 240 B 7 - G A 35 ol 8 P A B L X
FEAL PR T T I 20 M AR X T OE H R i T
2R 1) A7 T RS A A A, DT R B IE R 3 1l ) BE Y
T AN SIS BRI 2 A e T A A S s T
21 B9 A [) 11 B 58 6 78 (CD34°CD387) , AR 1 ML +
A1 T I 2 R (1 11 O T 7 = I 175 e
Ji 3 R RE >R YR T AH X L A A R AH A M. CD90 2
— o 248 B TR B 1, A R — b 4 R T A A AR AR

1.1

Wy Fee W BRLTE BSUIG R B v 25K . MAJETI 5519 %
L 1ML LIN-CD34*CD38°CD90™ 36 43 & A Ak 1 1fi.
2 M £ e AH 41 ffY (multipotent progenitor, MPP) , I H.
HE W7 i% MPP & AML (% 2 5 40 M . 5 3 Rk — 2K,
MIYAMOTO %" ELiE BH 11 1 578 i 191 98 48 & A= 7 s
PR3 1T 4 A BE v, e S50 AML MPP 3] (5 1%
T MY K o IR A — R B A I T A
AT BE R R T BB P e A . R B U A AR
SN 1 I 975 A P A T 20 R R TR O A7 B R
P, DT 3475 200 A G ad 4%

SR B 1 IS T A AR R TR 1 S B B (H
Je B2 R 5% TR 348 T B8 1SR VR A DA, DA 3R
0 1) {4 5 T A0 A S 1
1.2 BIFTFHBENEYFHE
120 BREAH [REFOLHA T UMY A
FRAE , A2 005 T 40 00 i B R IE 2 — . F L
9 T 200 0P 2B A R PR S R i T 40 R A 1 22 A AR
Ak ¥ T 20 DA X R RN R TR T B Re i
&, SOSTERE RS AR G OF IR R AR RE Y (iR
20 Y R R RE B i T A e, B EA
S AN Y 5K BE 1, X R AMLALYTY 5 & & R =i
JR R 22—, — S8 f5 5558 i 2 5 PR 4% 0 T 4
(9 1 F 58T , 91 4 Wt/ B —catenin . Notch {75538 B& 45
122 wATE  AKEFHBEAMERT&EA
FBCYR T 8 ) 2 2% 9 R0 AR 32 30 7 A% 1 R 4%
TR 25 118 R 6T S A5 R 52 T 40 A ke g 8 %) R o
P19 52 k23R e 1) — > T PR B R T A (A
BCL-2 , BCL~xL 4§ ) (%) &35 T8, fff 4 i 95 1~ 32 .,
MR AT A 97 2o A v I s T 20 A A T . A%
F kB (nuclear factor kappa—B, NF-kB ) & — Ff #% %%
SR T 3 2 i 5 L R PR (9 3 58 R L9 T e g 1Y)
AR o 12 MR 20 A 1 1L (chronic myelogenous
leukemia, CML) 1 (1) BCR-ABL filt 5 5& R E B T
FEPR AT 3G 2 R (s 5, W PI3K/Ake , JAK/STAT , RAS
Je NF—w B A5 538 % o PUIR T- 88 188 28 40 1 I 1
(myeloid cell leukemia 1, MCL1) A9 3¢ 5 1 8¢ UE B 5
NF-kB 3G A ™ 3 Se 08 I 4 il Hr S i T
FER B FRIRE NF-«B A & WL, #ig b, g
A5 NF—w B B 755 Pk R AR T~ 3 PR B9 283, i 14 Il
20 M 1 AR TR AT LAk 0 e 3 R E
T4 5.
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L P TS 245 1 5 B IR A B YR T O 8 0 EE A L 5 4 0
i, RS AMLIGYT J5 S 2 & % . S H
T 290 o 58 e Lk DR S R A A R A K R s
XA 22 R T i BB | 3t 2 3 R 1 I T A i
) — A RR T W
1.3 BIFETFHEREFRINE

B B R P B 3 e 3 45 A A K I A
T 4 B T AEL 20 R % B B A B AR ok S HE OE R i
(TP = £ s Rl 1175 1 O T o el (IR S S
M AE AR S T I T 4 B P B AE - RE RO R P
ZENWAY . AT 5B, 7E AML BJE i #E vh
B B IO B 3 a5 0 T 4 R A R AR AR
PG 2 26, LS T 200 16 7 B B A B B b 3 B
[ B 2 AR T 45, RE A% ol A8 R 8% vh iy 241
B, A B4 AR A5 T A T 1096 T 40 LA AE AN R
TR LT 20 AR AN RE RO B AR i T
£ 3l T A B 1 O T 4 SR s Ak T 24 )
17992 8k 3% , a0 AT 2 ) 58 08 A 1 R SO 5% B
T I 15 B I 1 200 P, S50 A S 5 ) 1 3
T 20 LA AE R DL SR B B RO Bl ORI T
F I35 T 40 B 2R A7, AML 9697 Ko & & 1 15 Bl
WA Y) .
1.4 BIFETFHABEAOEXERRE

AML [ 075 1 40 e J PR3, B P ot s 1 200 i o
SRR IR ML H T S B 4 = T Al
Ja"o FE AML & I 53-Fk B AN [R] B B, A+ G 3L R AT R
23R A AR | TS 14 00095 1 200 L 3 3k 114 i 28 3 7Y
ANTRD SO 15 2 AS WY BA B I L AT DA GE 3 25 S
PERARURIATIZWM X 2. (s 40 i A+
MR 5 0E Y T 20 A R AL s 2
AL B CD34°CD38 . — 4L AH G 9 R MY, S i T+
S B AF LA, P I T 4 B R LA R R A 2 T
(235, 41 CD123 ,CD96 .CD47 .CD25 . G & H 1 Bk 7
1A 56 ( G—protein coupled receptor 56, GPR56) . C T Bk

ERFEZIR (C—type lectin-like receptor—1, CLL-1) |
F 240 LA 3R 1 32 1R 56 B 22 1 (Interleukin 1 receptor
accessory protein, ILIRAP) | N—45 % 2 14 (N—cadherin )
N K 4 il TEK % 24 2 4 B (recombinant TEK
tyrosine kinase, Tie2 )

141 CDI23  CDI23 /& [ 40 it /> £ -3
(Interleukin-3, 1L-3) 244 o V.2, 76 (3 L5 T 40 i
A . CDI123 78 IE 4 3 I T 40 b R 4% 3L,
U, HERTRE S e L 4R A T AR A BR g, =R
SO IR T] P L9 T 00 i ) T AR R, CDI123 AR
iLJE REREAE CD34°CD38™H1 X 73 JL-F- A 3R ik CD123 1Y
A H 3 I 20 AR Z0bR 0 S B M Y I s T A
J o HEAE , CD123 MBI kK -5 AML 1
A7 45 RN 5 670R G, 12 W I iR UK T 1Y CD123°
1 I 1 20 B 2 ok S7 i U G Y, XK
CD123 AT BEAE Ml IR 1 ML V6 7 I G 7 808
PEAG TS /9 — A E AR R

142 CD9%  CD96 J&: i BR i FH At , 2
— TR B S A A 5 32 AR T TR BT I R S N AR
o R R SRR M. CD96 77 7E T s T 4 A L,
FEIEH (19 CD34°CD38 41 g P RIS BAK, (HAFE — L9
JEAS R A T R A AR K 909%! . DG T A F il
Ja S8 LT 4t M 3% T 43 F- CD96 1 3 A BiF 5 R
CD96 A AML 2 3k , 7 2V itk U0 40 i 19 1l
7 (acute lymphoblastic leukemia, ALL) Fp R ik g /0o
PR e AML HR 9 F 00 = 20 i mT i CD96 Y K18 5
BRI M T X . B CD96 [ JLAR L, CD96*
BILE ST R R Z MR T Rad, mk
MR B ET Ry R, xR CDI6 1
M BB E YT 5 55 52 %, B8 CD96 W] RE 2 Tl 1 i
s TS BB R R

143 CD47  CD4T(WFRAEEFRAMLER) 2
i A S I NG E ) E S T S (&
I T 40 A v s e gk, IR R A PUAT WA
FH o CDAT e 1 i s 1 40 Ay g 35 £ 14 it g 1 40
it 8 8 36 3 77 Wik A1 BR o 2009 4F MAJETI 28 F 58
B CDAT 75 AML f 5 oK U5 B4 11 100 1 2 g ool 3%
I8, CDAT 38 2 -5 47 Wk 240 L 0 300 ] 1 52 1A AR B A
M A B A EVE T AMLRE22 K R, 056 25 51
W] CDAT IR A 02 (SN AML 8 1Y) A
ARG, CD47 mRNA £ 35TH R J& AML & FiJ
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il AML £ 35 R A 11 10055 1 448 i 1% 184 B 0 2 2 L O
TS, X BEER I CDA7 267 F I A AT R A5
I B AT DAAE Ry 00 3505 A 46
1.44  GPR56  GPRS6J&—F gL+, fgilid 5
I 70 i J 28 5 5 B 6 A 2 0 A A Y, 5 3 A
GPRS6 RJ BEFE [ 1975 1 41 e -5 B 4 Sl oA 355 [ 1 AH .
YERI R ¥R . DARIA 250200 Z vy TR 6 &
i, GPR56 £ NPM1 58748 il FLT3 2848 (] AML & &
RS HH S R IA S AML B 19N B S A G,
1.4.5 N-—cadherin #2 Tie2  N-cadherin & 5 %k &
MR 2 M . Tie2 S —Fh 32 1K 2 R I
it , = EAE /N B R BURITA A I P9 B 4 | ek,
FEJR LA M R G E AR E P A EEEN, 7
i3 A7 P I A LA P B 4 e B B RPY . ZHL
R — T SE 43 AT T ARYT T S AML AR LSRGk
N—cadherin 5 Tie2 9 CD34*CD38 CD123" [ IfiL %55 T~ 41
JitL 0 L A5, %2 BR AR Y BT LS N-cadherin £ Tie2 FH 14
) CD34*CD38 CD123* {4 ML fi + A0 A ek i 42 . A
I, N—cadherin FI Tie2 7] B8 & % % (A 1MiL5% T 40 i
(P FEAR )
146  Hiudnk s AR CD25JEH MM K -2
(52K a bk, FEFRIBTIEH A T ER , 755 H
34 58 R 43 Ak, BUE B AE i T A i b Rk
CLL-1 sz —Ffr [T 29 55 RS0 2 11, A S 410 4 1 32 K7
G REPE T T R SCHEAE I . CLL-17E 90% L) 1= AML
FE 0 M A B v 5 L RZE s i T A A R LT R
F3KP1 ILIRAP 5 CLL-1 A1, 75 K Z 5 AML 5 3%
S 1175 e 1 = vl € 1 S e 1 L
AFEIK

SRR U A I T AN b e Rk B e R
RIAR 2, 30 I T 40 i ) SE R A s it T £
7T TR) A A 1 DA 1) 11 i3 1 40 BfLYA T AML 42
HET R 2R,
1.5 BlFETFHABEKEXESER

BUIA N A 22 25 45 (I 1 40 i 4 45 5 3 %
ARG S EEEE AR, Bt k850
55 T 20 B AT G A9 45 538 67 JAK/STAT {55538 [
Wnt/B —catenin {55 53 [ | PI3K/Akt {5 5 i 1% . NF-«B

{75 538 % . Hedgehog J¢ RAS %545 538 . L +f Wt |
Hedgehog 5% NF-«B i % O 9 iE B2 2 5 F i T
240 R SR A AL R AR T B

1.5.1 Wnt {1z 5 18 % Wnt/B —catenin i S — Fh
BEALLR ST I 05 5 5 S 9006, 75 N R IR & & ¥R
W E R EAEH . Wo {5 5 A 426, Hp
Wnt/ —catenin J& 28 8L () 2 5 3 R SR 006 #%
DA RS R R] 4 A ) %, 208 B TR VT 22 R E T A AE
HEREN R AR s TARh EES 5 T8
JHLF ) FR T B IR . B—catenin J& Wnt 55 5% T 1Y
rh X R e B OB A -, 6 I T A 3 R
B MR R A R e B ORI 24 0 O R B
W b P 2 T S A A 5 A o) G 2 0 P Y B
—catenin 35 , 5L AT AEAE 11 100995 T 40 10 1 FR SR AE
JINREEE R . P, B—catenin I\ N 2 B H
L5 = 20 i 3 BT BE g Tk B R A L T
200 D ) — o s A L B

1.5.2 Hedgehog 1z 5 i@ %  Hedgehog {5 538 & AE
e S JUR i 2 A A A A T A L R A A A A
srAei AR EEAEH] . BR TEIEEIRIG R T
FRLN 2H 2UR 25 v R 4% A FH A, Hedgehog {7 5
iR S A TS N S IS O S R i
Hedgehog {7 5 3 {38 A P FP IR AR 0N X 1L %
A 3 RS o S RD G K AT 3 G A
Hedgehog (IHH) . Desert Hedgehog (DHH) F1 Sonic
Hedgehog (SHH ) , 1 1 5Z {& ——Smoothened (SMO ) FI
Piched (PTCH) o 4 e AN 47 7E I, PTCH 101 ] SMO
RAEVEH M RCARAE AR, OIS PTCH 45 4 fiff R o
SMO FR A, SMO BBl B2 A Jim P16 T i 8g B i e s
A ¥ (glioma—associated oncogene homolog, GLI) . #
PG 9 GLIAE 1M A% 11 15 48 DNA 25 5, 3Rk e 2
R, 67 57 A M A 91 35 BT A A o4k . SMO
1F R Hedgehog {5 *5- 38 % Hh 80 2 1Y) 3% 422 1, 32 31 410 1)
G Rl N R S IRl R D U 4 & S S (NS N
o T 40 ML R R BE R AR L DLk, B 1] SMO ¥R T A
HAGK T REATE— R 4R LI IR 38
153  NF-«kBAs 55  NF-xB {55l 15 £ fib
FL IS 40 A R S i L A A 2 A
NF-kB J& 4 L 25 A7 3458 | oAb i) o B 4 S IR 1,
T8 38 I 40 0 rb B 2 SRR, T AE L T AR
WS RE . F L T A0 M R O 9 NF-«B
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Vo S0 0R T3 0 2 8 a0 T A0 R T 3
BH AML 742 & B, S50 AML YA YT A RO T 2
RRTE ™, M AML G R b NF-«B {5 5 % 1
S Sy N1 N iR i R e e
A B I T 400 R E Ak Az B 2 S BOR R

2 $BmBEMmTaAERETT Rk

HUAE T s A0 A IR T R R N R R AE
F L9 2 b DR A A B I A AR
ENNTIBEN I PRy €= NG AN VK Uy QA - 2N DR
SR, 33k 0 A H R v R 2 B, (LTS AT UM B AT B

WFFE 2 4R 7 1, A i O 1 s T 4 A S A
V18 B B IR P T T 1T T 0 i T A R G A
FAHY R, DA SCIR 0 T 20 i v i) — 28 5
I B, AT 3k EHE 18] 3 BRI T dn i Ry B
[ TS AE T 58 il E H FIE AR SR AT A 1A 1 g
T A A ST AML A3 i RIS WL 1.
2.1 FRmANE B BERIEAE

HOR B 22 Y UEHE R W, 11 I T A0 R RS
P 1] 1 A B AR I AE 11 05 T 200 B 79 26 A7 R 25
PEH R F CHEH . C-X-C 3 F#afb N T Z 1k 4
(C=X-C chemokine receptor 4, CXCR4 ) Jz C-X-C P
i A B B AR 12 (C-X-C chemokine ligand 12,

Fz 1 AMLEBETHAETTHIERIRLE
R4S TRTTH AR PG FiBg ] NCD %%
MDS Fll AML g4 H 8124 INJ - VDS
56022473 AR peil i B TAUP AR CD123 AL II PERTL I TR E A 2E) NCT02992860
IBIT (SAMBA)
Hb P4 fl 511 Talacotuzumab 5 1y PG 415
TG AT AMLS 5% CDI23 AML I/ PEATZAE R BT IR B BGE ) NCT02472145
I TR ST
IMGN632 4 B IR YT o 5 4 A3 FE 5 N .
S THLHE I CD123 W AML % CD123 AML /1 IETFERFSE T, R R AT S5 R NCT04086264
IMGN632 /Y7 R/R FHRILEEMMFSE - cD123 JLEEfimfs 1710 IEAERFFE A R R ATEE R NCT05320380
Magrolimab 5% Magrolimab 5 AZA B AML W HEA T (BRI RR 1 69% , 56 LR NRE
. ) CD47 I NCT03248479
TRYT MR R GEEE IS 5T R/R AML 50%)
EL 45 1 (AT 2 75 Daclizumab Jig J & 0 FP AL
P D25 T 4L P I Ul Jet AN (12 JR) AR R A AE 1 (132.6 &) NCTOO001941
HTLV-1 Jgje BIFIRAAFIHE , 5 WI1A Daclizumab
5 IR )
ZgﬂiggR_T R CD123 AiVILL /1 EFERFFE T R R AT S5 R NCT04272125
FFXF AML CD33 /9 F SR AP A AT 7 ik CD33 A AML | IETERTSE T, R K AT NCT05665075
CD38 X S PR AT A(CAR-T) 72 CD38 R/RAML  1/1 IETERFSE T, R A AT SR NCT04351022
R/R AML H i 57 FH
AR 2 (DXR)IGIT RR 2%H W/ ALL 5 Al fby T AU A0S 4 IR 3 DXRIAYT Y NCT02914977
MM AT —catenin AML IR LA TR 44.5 dFEK 3] 104.5 d
JIB6E - =K R B (CMT) I 51k I7 3R 2016 4F T &5 U9, TEHERZ CMTIRYT I B
LR B AN 124 NE-cB BRI R R o
Eiﬂigzz;ﬁ Zﬁiﬂﬂ il HEPEieE AML i 2022.1222 51 R RATBIEARHOR  NCT02073838
i o 20204 E 58 WA 2GR A7 101 8.8
CONPPR-OAMONI Clasdegb Iy L ML A ZORAO A AR NCTOISA6038
BALITRT AML BE MDS 835 B 57
17.0% F12.3%.
Glasdegib 5 Ak/AE 5t Ak AL 7 16 97 9 2019 4E5E A : Glasdegib fMSRALALI 7 A B A AE N
Hedgehog AML NCT03416179

L AML B E ST

17.340H X408 10340 H

BRI T ClinicalTrial.gov,
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CXCLI12) i AH BLAF R A 53 1l T 4 A A% A B
() B B A BT CXCLI2/CXCRA 15 5 il v] DL 5
TR AR A I, DT R 3 10 4 A ) A7 R
JURZEP, CXCL12/CXCR4 15 5 8l 78 (1 il T 28 it
Hp - [ RE A T A R, T DA I A0 A 3 Y
2 545518 % , £ 55 MAPK/ERK 3 % 1 PI3K/Akt i
6, A AT A P T 200 0T 5 0 17 28 B R
TRBE 0 AR B IX 38k DL e 3k £k 977, PR f ] CXCR4
4 FVBE R CXCL12/CXCRA 15 5 4l , BRAR 16 1E
AT 5% 0] 4 005 40 B i 2B K i3 Bl L B R
JE— F A W 5] 00 0 B ST B e IR T T T
L.Y2510924 f& — F 4T [ 1ML 9% 15 1 Ik 2 CXCR4 411 il
I, CHO A5 — T AR M 5% 4 B, HLAE Ay A2 ki Bk
B AT 259 P LG IR A IR CXCL12/CXCR4 {5
S, D S A A Y AR K O S B s T
VE Ry — Fl EF XF CXCR4 1 58 42 N 1gG4 B 58 B Bt 14
BMS-936564 7£ & % /XETR T AML B35 b R B
(1) 4 APk R AR v MERY . SR T 00 T 40 i
5 3 i 20 AT 2 A AL AE 2 R S ) 0 3 B
IR (1% HF € 10 11 790 7T B8 45 7 4 ok B2 o OAS AT 5Bk A
Hb A FH B I R 1 a1 A0 L R R BE R VE A AR
2597 i R 1) 46l 52 3 LA
2.2 EREiNFl R

P 55 T 20 B 38 5 0] DL 3E i CD34°CD38 11 =
T B 0 35 2R R0, L PR DE i i 40 e ] DLk
PR X FRRFAE , B CD34 I AR AT A BAREE A5
221 CDI23¥ed b4y CDI23 78 IF & ¥ 1fi 40 iy
R IR H BAREKL, IF HE % AML (5 ok
T8 P I T 4 A A Il R AR AR A, B A O R
PEWRIT A IS 2 — . HATH R CD123 20 Y 24
W) F B ALFE Tagraxofusp 3% % Bf BT ( Talacotuzumab )
FIIMGN632, Tagraxofusp & — Fi il &5 B & , 1 — &
Syl A BN F AN R -3 0 A E R R AL, T
X AML 200 it ELAT 5 K 1) 4l it w4, PRt SR 1
VBIT AMLEY, Talacotuzumab 7F — 3 11 1 (1 Sk B8 —
J7VE ) RN o — 3 T/ 38 (5 b P At T B ) e PR 56
e, 32 R R A s T A PR . IMGN632 S
— BT A - 25 W) 18 BE ¥ (antibody—drug conjugate,
ADC) , 3T BEAE X IMGN632 3697 1 1L 9 O BfF 78 45820
7E KOVTUN Z5P1 iy 52 56 o 6 L 45 IMGN632 il X-
ADC (55 —F ADC) 55 1E % 18 22 4L 200 it (%) 240 fif 2 4

KB X-ADC XF 1E 5 #8 F& AH 4 Y 4 i 5 v 2
IMGNG632 1) 40 1% , Ui B IMGN632 1) B 8 2 £ % T
X-ADC; J5 ¥ IMGN632 Ry % 1 5 7 2 R Pt Bk ok
A (gemtuzumab ozogamicin, GO ) i& PE#EAT He#, & R
IMGN632 % AML 4 ffg 1) #5: 4 H1 2 GO 19 70 £ , Xt iE
BB R AL AN I 0 FE VR F U GO 1Y S A%, BT AT B E
(1Y) AML 4 A % IMGN632 #f F  #50% 5 fre S 1 H A 3
e U5 Y S P RS AR B AU AT 55 T IMGN632 37 7 i 4 41
Fi SRRV, X AML /N BB AL 25 2595 97 L 3097 2 JA
J& 5 HoA ADC XTI, AT IMGN632 [ AR 1 45 50 /)N
T N ([N ./ = N o = e R U LR (E
IMGN632 /it %F CD123* AML [ IfiL 9% + 28 Jfd i 7
A0 ML B e 0 T T L A L Y R M
I _E7E AML 52 Fp B AR R AU v R A 1 T A2 0 R 5 K
[T 5, i IMGN632 k3 AML & T 25 4 4 Ife PR T &
AL T HOS SR, 5 25 WA L B AR IR T
PL# . ANGELOVA ") 52 55 U 3% B IMGN632 7£ B
20 75 S AR L 200 B ot o R TR 1 I R T A
AU R R R RERRPETE M . X S YA R
AALHES) T #E [ 4] CD123 I AR IR 56 A 7F R, o
A 1) 3 B 1O T 2 B AR AL TR 22 A I DR A -
HHE 7] CD123 3397 5 H IR B9 R BLIG I A 88 &
R I K AR A AR

222  CD47¥ewdhyy  KEEPERI, B CD47
P B 05 41 B8 0% 7 105 1 0005 T 40 A, [ R e A
AP BA TE H 3 40, B e T A0 i Y Bt
CD47 ¥7 15 0] g v] LASE K 1 s £5 & 14 I DR 28 i 3
12401k, B A 3 Fh CD47 $ [ ) 6 AML FP gk AT T Il
PRV AlT o I v 4 35 529 I 51470 (Magrolimab) | TTI-
621 1 CC=90002, Magrolimab HI CC-90002 & IgG4 i
CD47 HiA, 17 TTI-621 J& —Fp 4 1gG1 SIRPa—Fe fil
EHEM. SR H A5 A Magrolimab 7E AML 345
HPR I PR IR T B, 1 = TTI-621 5 CC-90002
I PRECHE o #F SALLMAN 4552 — 300 T b WiwF 58
X 25 f] AML i & #F 17 Magrolimab 5 Bl L Jfd 7
(Azacitidine, AZA ) KGR YT, 45 R BN EKGIRIT
F%) JE2 2 I ) L 2 g AZA TR (R AR 194N H ),
HMGE i 1149 (69% ) , 5 4= 28 1 8 1] (50% ) , s 1 Fat
5 B1(31%) B A 2ET0 AR 161 (6% ) , $7%
A R T A B 1 I T 48 A ) 2H 5, Magrolimab B
G AZA W RE ] DL i e R A B R A . C
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AT AR, WANG 2850 5256 rh i ¥ 40 CDA7 i fk 5 3
s 25 ) Bk A 5, BAT B L (cytosine arabinoside,
Ara—C) FIHT CDAT7 HUAR BB G167 BEAR 1 405 i A
B P s B O B AR T N A &R
THP-1 5 Fi R AE (1) AML A AL/ N B A A2 100 . PRt
Ara—C FIHT CD47 LK 1Y Bk 53R ¥7 52 AML 8 ]34
I7 TR BEY S BB B R [ CD47 2459 i BF 98 AS
Z A 1R NS, X 45 R Sk 58 58 )
995 T 20 B IR 7 >k T R A B
223 Hi s EAIeE iy KK BB
(Daclizumab ) f& —Fl S AL 94T CD25 B 5o R IA
BERKOWITZ 5P 7E — W ¢ T 9] A& S METR M T 40 g
I L 98 A A T 0T IR 3 36 F 5% b f H Daclizumab,
B T B Ry, Wt 5% BRI Sy 34 491 £ s N T 4/ k
B8 (adult T—cell lukemia/lymphoma, ATL) . Hr A A A7
Wk 4 ~ 101 H 83, Daclizumab Jii , 13X 26 i
A T JC R AR A SRR A A 40 o 12 A
M132.6 A, BJEAG AL A A K, X i W
Daclizumab 7 DL 78 #8 [a] (5 10395 + 40 i b 424865 %0
J7 o mAb81.2 Al mAb3F8 J& i ILIRAP 4T , 2015 4
AGERSTAM 5™ 5 J5 6 33 9 il 57 40 4 {6 7
MA9Ras #% i /]y BRUBE AU A1 A N AML 28 g v, 1 5
7 B B T I AR R R AN I 3 AR T AN A
I F B R A I A0 K I FE K T A
BF ). A P b 32 AR T 48 B (chimeric antigen
receptor T cell, CAR-T ) ¥ ¥ J& — Fl 87 714 114 i I8 f 72
J7 %, 2021 4F TRAD AP i3 58 1 YR SE 90 12 &R
& AML (35 T 4 jfd 5 7] 7 4= ILIRAP CAR-T 4 if1 ,
16 B Sk IR B 2K TE AML 5 Bl A% A AR A
ILIRAP CAR-T 4l Jitd % Jii & AML 41l Jifd 545 41 Jifd 53 1
Lt RS T H BRI R

R H AT AT X I T A0 i R T B A —
S 95 BiF 5% K PR B B ) A5 , EOR REZ
W 1 I35 T 20 A E AN [ A 3 b 3R B 1 2 1 R
R —BH LRI A2 R XA R SR
P17 A2 K 1 R IR B 4 I R YA T A Ol T OXERE
JIT LAFE B3 0036 T 0LV B 5 2 P I T 40 B e
T AT A AR A WL R A R AR Ak, K&
FE IR 3 Y 7 7 58 LA IR T B A 801 | AR 0 1Y
HR%E,

2.3 HEHIHIESER

551 T 40 M A DG R A5 o B TE AN [
R T A A Y B TR T B o e B A
T, B ] 10 ) 3 215 53 B, BRSOk B bR
197 40 MG 7 1 s Y H Y
231  Wnt/B—catenin 5 5 i@ % MWL E—Fh
A 38 ) A S Rl A o 0 38 2o 10 ) B —catenin R 1K K
RELBT Wnt 3 4% 09 005 o 78 WANG 8P S2 56 o s
W S5 238 97 0] DL R X AML & R 28 56 3 54 1 1L
S U A, JE R e ST Y s A, BR T
PR T AN, 2590 i e L FH A 1) 1 0l T A
TG E AR R R R LIN S50 ) S 06 1A
TRk i w5 UE (Sulfadiazine, SEN) X4 5555 J2 (Imatinib,
M) ffit 24 {9 11395 T 41 B (9 52 1, e SFN 5 T BX 45 g
FHIRYT CML, 25 JEUE I IM A SEN B Ai697 A 30 7
FR T CD34*/CD38™ Y H 1L T 4 i . SFN IR YT 7E #E
[ia) P9 0009 1 200 R 688 AU s 245 1 7 1 A 4 ) 3 AR
ILAE N I B-catenin (Y F ik . FEARFI T, BI 4R
(Doxorubicin, DXR ) 4& Akt— B —catenin A H.1F F A% 41
il P4, Wnt/B —catenin F1 PI3K/Akt 3 % 1)t ] 1
FH L S48 dE s % AR FURHA YT 3R HT . PERRY 452
(5 g 45 R W, RS AT ARG R 5 DXR b 35 82
T R AL /IS B AR A R IR B DXR Y H I
- 20 B A o S R A A X A 2 e
24 L ) B 1]
232  Hedgehog 1z 5 i % 4% I 75 47 (Glasdegib)
SRR PEME 1Y SMO /N3 AR AR TR 2 21
SRS AR /N BB RS rp ) DA AR AR A P 3 R ok
AML 20 B A9 A 30 Glasdegib 388 55 1) 2 22 19147 BY
TR ARG XOF T T 200 A 2 B v 1l s T
ML RE ), Jo R S AR YT R A A . 2
B A 25 W) 4 B R B L VE Glasdegib 5 1% 7]
Ara-C BE B IG 97 B 12 Wi 19 AML 22 4F (% (AR it >
75 %), wICIE A AR AL S S IE )T HA L A I
(R o PR B2 — i R SR (4 A B IR ZE e, A
i SMO #4657, & 8% 3E WA g 7 B AR CD34" H 15
21 it 25 %o R ARE L R BT B 2R (14 T 2 1
233 NF-«kB 15 5 @ % /NH % N M
(Parthenolide, PTL ) 42—l NF—w B 8 i 54 17 91 1 77
AT LA I T 20 3 O fof 20 655 T G2 1
T 2 2G50 PTL & 58 — R EE X 1 105 1 41 i
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FELAH AR, A X i Al M 0% A 52 Y, PTL YR YT B 3%
FEAIC T AML S5 25 S U5 I+ 40 B A R A 7, {1
B2V 22 B T HolG PRV T . GHANTOUS S5 ) ff
GEYEE TR 1 25— W B S v 1 Y
fi& ( dimethylamino parthenolide, DMAPT) , 11 J& NF-kB
TR, RIS PTL 2L P, AT DAE £ AR
B 19 195 T 40 S . DMAMCL (ACTO001 ) 5] £ € % 18
I H A NF-kB A3 1 ok I B 1 I T 20

3 2 3 2 1 i 55 S 9 4 AML H A S R A
S, AT LAs B R T BRI T A0 R H Y
M 35 AML I TS o B DA, 50 ) B0 5 55 50 %
ATH 8K AT LAAE Ry A SR Ak S i 5 1) — A 7 ] o

INESRE

AML J2 — Fift Mk 1) i 98 28 8 B Jed T e AN R Y
02 R AR — R PR L AR 2B R R MR L T 4
AR S — S 2 S B T AR, 7R AMIL 2 A R JE A
S PR E) T E BT R AL T AR Ak
TR TG A WA, (EL DA 3 L 48 6 2 728 I 2 7 A 1 I
T~ 2 0 5 3 6 R SR A Sy 1 I 240 1 £ 8 R
U, 10 3 3 a2 1 5 78 BT il 2 A 240
(2 T LA O 5 SE T 89— T 1) L T 40
I T Ak ) R A B 2 i 2o R S A 1 B A R A
L5~ 240 1R Y, B o B 5 B X 4 98] 47 1 2 4
[ 3F 7 L 2 P A R . e TR
B, B BC T SRR IR T A0 b 2k H i i
20 L N 2 3K Y S SR B IR ST R AL, LU IR
X AL 240 D BE O AT ST R e T A, AR R
AL 290 8 1 308 3% 5T, T LA P 5 3 g
AR5 BELIRIY 3 0L 0 B AR e K HE T RE

AML BUA A 18 52 4 RAL 4 JR AR T R
W, ARINE T ZEJE Ay G, ORI T 20 i A e
RIPIEAR T A W EEAY . FL IR BR I T 4 nT 2
MRS b [ A1 i B A 5%, 1 i L S8 B9 AR A7 R
ARG AR . LRI R E L T AR T H
ML B 0T 75 19 I 52 2 4 24 W e L, A r L B
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