ASH2023 s

(EXESIDENEIEY
o [RRICAIL 7256823 &K v, MIBREAD, TR ZEERT 2 226, AKT 5
KR o7z & 2K L 72,
ZHEPI BT L0, FEL 60 ? HRITENL TV 2000,
® scRNA-seq AALRRX 2T 5, dIIF. PoZLTTIEIERIE LRI Z I,

[Plenary]
Targeted Degradation of the Wiz Transcription Factor for Gamma Globin De-Repression
(Pamela Y Ting, Novartis)
JN)VT 4 AR b DD Plenary &\ ) D23, FRIROKHRZ REL T 5, BRRARMERE
IJiE (Sickle cell disease: SCD)IZ B 7' v & v D ML TARIC X o THE L B RKEEE T,
PR OIZRE 2R 3 B2 oRIMER A MAEPAZE Z & 2 L, &I, K. lBasbaE 2 &2 4L 5,
SCD DBHEICONWTIE, VANVARZ Z—%ffioCIEHF R B /e VB T42EAT SR
J&°, CRISPR/Cas9 %% fifio CHRIEEI Dy s v v Vil T ORI % FHE T 285 FiRED
EHIN T 22, BEAARIIBERRCETE 2lRARON T L) 2 LT, &C
THREZ 2R FREFFEL £ L7z, & v I Eh. LB DLEY % H v 72 Functional Screening
TV, EERT WIZ O fF % 5553 % molecular glue & LT <ILEWH. yZmey
B ORBEEFET 2EMER> 2 L 2R AL . LAVOSRR, 2 L TZDEMF = v
7 7 EFTAICEEERA L v ) U o EAEI e FZERE T, BEHEMRIT L b HEPICR
WERTE L LIIFEWE T Z ), CORIEERDMLELRD 5 DH 7 &) EREITIE,
B < Yes. TOH72 0 b B,

Metabolic Programming of Hematopoietic Stem Cell Function By Prenatal Folate

(Brian Krum, University of Utah)

HIRP DX 2=y 20, ERRZ RS LUEREBNELZ 5 2 T, ¥ T Zrtodimes
MYz 5l MR Z B2 522~y Ar b E - FHodmifieciz, T t=a v P
THREICEE DD D | BHERFOEFREMET L C i, —77, EBENREZ 5272~ 7 AD
Mg X, BRI RL T,

IFIRRF D REBIRRED D, o LRt L THEE N T~ 7 AR KNI 78 o 72 O & MR
NEFRREIC DB L T 2 DIFBIIREE, 7272, CTHODREREZ L LT MCYTIEID TR
W A,

[E. Donnall Thomas Lecture and Prize)
Katy Rezvani, M D Anderson Cancer Center



Car-NK #fEBFE cH 4 7x MD Anderson @ EFifi, E. Donnall Thomas J%&4E 13 3& I ERHH
NBHEOFFCcHE LA, #H L illidiak e U<, Car-T#ifgicki x. Car-NKAHifgd K%
HiIEHZED TS, Car T fiflZEARNICHZ D T fildz il 5 B8 H 5 70 KEE
BTERVD, RENZZLIEY 05w NK filgch i, BuFaiihsk NK gz 5
PTILTTROMEfFLTHEL LB TEZ(IRPBLELREIMASNG), &5 D28 NK Al
R DK & 7 F] 5

o=k £F TR FHFILERE £ oM 28 RO Rlile) 265 2 & 23
XY HEECHL L 2RI LD, WHICIZb o 2R MME Z 3 L 728k 4 72 Car-
NK #ifaZFFE L. BRIRZMEEL T2, RYickk4 7% Car-NK il ZFAFE L Tk Y |
JEFEI, FAD Car-NKAAZICIZ R I ZEC T8, FL X5 THHAICR D
BDT, —TRPLETH S L 2RIKL T2,

[Oral presentation]

Single-Cell Characterization of TP53-Mutated AML Patients Treated with Frontline
Azacitidine, Venetoclax, and Magrolimab Reveals Mechanisms of Response and Resistance
(Poonam N Desai, MD Anderson Cancer Center)
Magrolimab (anti-CD47 mAb), azacitidine, and venetoclax (AVM) TiA#& L 7= TP53 A%
AML sample % fI\> T, scRNA-seq & scTCR-seq % JitifT

— BEEAMIAE D erythroid differentiation %° oxidative phosphorylation JTiE 23RS I
BIG-L T2, 7, IBEBRND 70 o 7fEHITld. CD8 T Ml DiEEAMET LT 246
b H o7,

Primary Acute Myeloid Leukemia Cells Trigger Distinct Activation Patterns in Expanded NK
Cells (Hanna Duan, University of Helsinki)

AML BE 2 b L 72 BM #ille GEH Mg % &) & NK Mg 555 L, scRNA-seq CTfi#
ML 7z,

— #2EED AML sample (3, NK#IfOEMHELZFEE L 7225, IRV OEEI L 2d o 7,
HLA-C o—8, A—2. NKMEOWEEICIZH £ 0 BIfR A2 o 720 NKliE e obi5E
&b, BEBM o T MifdsiE L3 2 A2 5 - 72,

* SETDB1 %z #ifil5 % & ¢ NK fiflaifthftE 2 LA I oD TR ? ZOHERIETD
HTHEOEZL v,

GATA1 Target Gene CSF2RB Is Functionally Coupled to MPL and Marks a TPO-Dependent
Preleukemic TAM Cell Population Sustained By the Fetal Liver but Not Bone Marrow
(David Cruz Hernandez, University of Oxford)



EiC Down SETH b 5. A RIIC B IEEE D 2FBR 25— Ke 9 1 81 3 2 (Transient
abnormal myelopoiesis: TAM) & FEIEI 2 EH3 S 2, TAM Ml RiE Mo BT ¢H %
fetal liver TIZMIETE 2208, HMAKEMDGTH 2 BN TITEIETE o, FirER
HAzEzFY)2 L ARICER T 5, 7277, 724 fetal liver BRIE D 4 T TAM Mg 2385 C % %
PAIAHTH 5 72,

—ARIFFE T, TAM flfE % F V> 72 scRNA-seq 7z &% &, CSF2RBALA e 428 R o 1) 72 1L3,
IL5, GMCSF Z &I HE 9 3 common betachain) 25EAE R L TCWwWaZ 2 RHE LA, L
2> L TAM #ifg<lx. ~¥— F F—-CdH % alpha chain (IL3, IL5, GMCSF 5Z&{5) D\ 3
FILL Tz, TAMMifdclx, CSF2RB 22 MPL(TPO L& 7 X =) ~Tu X f ~v—%
e L, v 7 FAZLELTCE LEZ LN, 7. fetalliver TIE TPO ORED 72
», TAMMlEARIECE 2D TlREwrEL LN,

* CSF2RB-MPL AR Y Ic~T7a X4 = —& LTl < O THIVUTHEZE N,

Identifying Stress Granules As Determinants of Leukemia Stem Cell Maintenance and Stress
Adaptation (Amanda Tajik, Princess Margaret Cancer Centre)

RNA Binding Protein (RBP) % %5 & L 7= In vivo CRISPR/Cas9 library screening T, stress
granule (SG)B# D RBP 28% (A€ & 117z, Core SG protein TH % G3BP1 %/ v 7 X
v 3 5 FEE%ZTw, G3BPL FHMEHEOAFEYa n = —ERICEHECTH 5 C & %Ak,
A=A e LT, SG IR 7 HARGARER DI L 2 I & 2 BAED B D . K
FhoOTIREDI L,

* fth 12, “m6A Mediated Ribostasis of RNA Stress Granule Assembly Governs Blood
Development and Regeneration” & \» 9 #K b & Y | Stress Granule [ZHH % 5, ILARLEED
VAT LTIDTE R GH?

Intra-Leukemic IFN y Signaling Mediates Cell Cycle Suppression and Chemoresistance in
AML (Daiki Karigane, Stanford University School of Medicine)

218 o PDX fifd z R ICHEAES 2 L v ) 2= — 7 SRR Z T, Cell cycle D@
HbDEENDDEL L HEFREZFFON, Hd DL —fFICHIES 2 LB VT ORIEA
flEnzd (M0, L LECTOMIED FITHIHT 2L Lo EKT 22 &h
5. BIMESHMIZEIEE RN T2 2 2R L (2 ZHHE), ZLTZOEVLTOH
MR TIE IFN y 25EHE L TH 0 | ALEFRICIRIIEZ R 2 L b o 7,

*IFNy (3 HIMRERHAL D IBHRITIE S BEE L T2 5 72235, HiZk 2 BHEFEBRClEZ DHE
BUBEA T2, BRERZITIBENRDHY Z 5,

The Mevalonate Pathway Is a Therapeutic Target in TP53 Mutant Acute Myeloid Leukemia
(Sarah Skuli, 7he University of Pennsylvania)



TP53 % HL[E TN Tl mevalonate FEE&AMMEHIS O HIE PRSI HE X EI 2 R L Tw»
557 o72).%2 2T, TP53 &A% AML 15 F % mevalonate fRIEDKEN % ~7-, &
W fifFgE, TP53 ZHEE; i, AraC iA#ERFIC mevalonate #REE23VE ML L. ZHic X - C
It a v P70 OXPHOSRILHT Y Y BRAL) ASTTHE L WEBHESIIEAS S 3. StatintAraC
BERE A, TP53 285 AML 145 <,

* B FE DFSC T, Decitabine 23 TP53 2% AML IC%) & 3> Z & Statin & HHIERIIAFE
RAERTZEEHLPIC LTV B A, M2EERD 2D ?

Targeting Super-Enhancers Driving EVI1 Expression in Leukemia By Inhibition of
p300/CBP (Dorien Pastoors, Oncode Institute)

t(3;8)#5E % > AML Tlt, Myc Enhancer 28 EVI1 #{n 11t 3 % 2 & T EVI1 25& %
B2 2 EDBUFTITRENT W2, BRI TlE. t(3;8) K562 model (Ottema et al. 2021) %
FWT EVI1 8@ 53 2 2 1 = X L %fi#f L, CBP/p300 AAEE & #Hl % H 7z LT3 C
LR L7, Inv(3;3) 7 UM DHERE T b [FERD X 77 = X LB T 5 22 &9 B>, BIREE
W,

Label-Free Cell Detection of Acute Leukemia Using High-Content Morphological Profiling
in Flow (Yoko Kawamura, ThinkCyte)

Ghost cytometry Z i > C, Jeta7e L CHildz AML & ALL iIC 83 2 5% FFE L 72,
Pz b L —=v 7221, X Y #lld 538 (monocytic, erythroid 72 &) b TZ % 5,

[Poster presentation]
The Effect of SCD-1 Inhibition on Human Hematopoietic Stem Cell Mitochondrial
Metabolism, Cell Proliferation, and Differentiation Potential
(Olivia Perrone, Cincinnati Children's Hospital Medical Center)
SCD-1 inhibitor 2%iE MEFHINE O & M EEREC LI ST 358 2 k. SCD-1 FLEHA IR
SRR IC B 2 MT S b o 7end, U v oSBRGRMIIE. FRic T #ifldoElE 28N &
w7,

*SCD 28 APL IC K & v ) B MG & Btk D 2 5> ?

Nuclear Condensates Are a Therapeutic Vulnerability in NPM1-Mutant Acute Myeloid
Leukemia (Gandhar Datar, Baylor College of Medicine)

NPMIc 23 liquid-liquid phase separation (LLPS)IC & - TN CIERERI o &SR % TZRK L |
XPO1, NUP98, KMT2A 7z &' & & b ic HOX #n TR % To T\ 5., & Fik,

* 728 NPMle D A28 LLPS 2 & » TRERZ IZ T & 2 oA, FAIICiE WT % &
T VEDLRWIZT 28 NPM1-WT iC NES % 2 i TRAMEE) & il IcFE L T b,



HOX E{n O RBFDOEE Aol DT &,

RUNX1 Isoforms Regulate RUNX1 and  Target-Genes Differentially in
Platelets/Megakaryocytes: Association with Clinical Cardiovascular Events

(Liying Guan Temple University)
RUNX1 i3, B rHE*fthdo RUNX family(RUNX2 % RUNX3)D 7' v & — & —ICHEA L
FHZHBEL T3 2 L IFLART2 B AT D LT 5235, RUNX1b & RUNXIc TR0 HHE % 1
2 b L\, HEL #fifid ¢, RUNX1B overexpression (&, RUNX1C & RUNX1A mRNA/protein
expression Z |3 %, —J . RUNXIC overexpression |¥, RUNXIB & RUNXIA
mRNA/protein FH #8803 %,

* RUNX1A @ % v o3 7 38l % Western TH % Z & 13A[gE, 7277, RUNXlb/c &t~ 3 &
75 DRV DT, tHY long exposure T2 MLEDRH B H L\,

#* RUNX1b, RUNX1c #1211 % knockdown L THTH R WA D,

RNA-Binding Protein RBM5 Plays an Essential Role in Acute Myeloid Leukemia By
Activating the Oncogenic Protein HOXA9

(Mengli Zhang, Soochow University)

HOXA9-endogenous reporter % fi\> T Genome-wide CRISPR/Cas9 screen % {7\>, RNA-
bindig protein RBM5 % HOXA9 i&EALIA T & L CIAE L7z, ¥ 7-. RBM5 %3 AML #fifid®
BIHICEHETH B 2 & IR L7,

Phase Separation Mediates RUNX1- Mutation Leukemic Transformation

(Xiuhua Su, Shandong University)

RUNXI1 % phase separation 3% & D Z &, ff#AIC, Immunostaining T dot JRICH 2 %
CEDH oA T L, 1L ALDRTD, oY VFFEDRITIE LLPS LTw3 ?

Non-Viral RNA-Lipid Nanoparticles for High Efficiency Genome Editing of CD34+
Hematopoietic Stem and Progenitor Cells for Advanced Cell and Gene Therapies

(Reka Geczy, Precision NanoSystems ULC, Vancouver, BC, Canada)

IHERoTWND I LIFIZIEF L, Cas9 RNA + CD45-sgRNA 2 ffifH % £ L[t 1:0.5:0.5 T
BA L TLNP IicE A L.S0%FEE @ Knockout 52 % 2k, LNP 2 £ A3 5354 1. Protein
£ Y RNA o/ 23B v, RNA Modification l3H F VKL T, LD Z L, Invitro ®
AT, invivo TR > TRy,



