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The Success of CD19 directed CART in ALL

CD19 CART in B-ALL
Excellent Response Rate,
with durable Remissions

Mauve et al, NEJM 2020
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The Success of CD19 directed CART in ALL did not translate to AML

CD19 CART in B-ALL
Excellent Response Rate,
with durable Remissions

Mauve et al, NEJM 2020

Days after Infusion

CD123 CART in AML
4 of 12 patients with CRs,

transient Remissions

Bhagwat et al, Saar Gill, Nature Medicine 2024
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Reflected in poor CART T cell expansion in AML vs ALL

CART19 = adults with B-ALL, Frey et al, JCO 2020;38(5):415-422; slide provided by Saar Gill 

AUC = area under the curve of CAR123 vector copy numbers, peripheral blood, days 1-30



Results of Selected Early Clinical Trials directed against Myeloid Antigens 

Tambaro et al. 
(2021)

Shah et al. 
(2023)

Naik et al. 
(2022)

Jin et al. 
(2022)

Bhagwat et al. 
(2024)

Target CD33 CD33 CD123 CLL1 CD123

Co-stim 4-1BB CD28 CD28 4-1BB 4-1BB

Screened 31 80 22

Enrolled 10 24 25 20

Infused 3 19 12 10 12

Response 0 2/5 at DL4 only 2/7 CR; 3/7 ORR CR/CRI 7/10 3/12 CR

Toxicity 
Grade ≥3

CRS, 
hepatic Dysfunction, 
TLS G3 Sepsis G4

CRS G3/4 21% 
ICANS G3 
SOS G3

No DLT 
Toxicity with dasa

CRS G3-5 60% 
Neutropenia G4 80% 
Infection G5 20%

CRS G3 8% 
CRS G5 2 17%

Proof-of-Concept shown with response in about 30% of the pts, but expected Hematotoxicity, 
hence often consolidated with allo SCT – thereby also eliminating all adoptively transferred CART Cells



Adapted from Shah, N.N., Fry, T.J. Mechanisms of resistance to CAR T cell therapy. Nat Rev Clin Oncol 16, 372–385 (2019), Subklewe et al, ASH Educational 2023

Mechanisms of CART Cell Resistance in AML
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Strategies to improve Efficacy of CART in AML

AML Targeting: 

• Adapter CART cells with on/off targeting modules
• Stem cell edited allo grafts followed by immunotherapy, e.g. CART
• TCR-tg T cells / endogenous T cells targeting intracellular antigens

Improve T Cell Fitness:

• CART + CCR
• CART pharmacy
• CART + switch receptors

Combine with Standard of Care or other Immunemodulators

• VEN/AZA
• Menin Inhibitors
• Innate Immunity
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Time Line of preclinical and clinical Reports on CART in AML

Haubner, Subklewe, Sadelain, Blood 2025
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Small Therapeutic Window for Myeloid Lineage Antigens

Haubner et al, Subklewe, Leukemia 2019



Adapter CAR T Cells – a ”universal“ Tool to target multiple TAA in AML

CONs

Potential antigen sink

Need for continuous infusion

Efficacy compared conventional CART unknown

PROs

Multiple & sequential targeting

ON/OFF-switch

Intermittent resting phase
(counteracting T-cell exhaustion)

Works with a multitude of different 
adapter molecules (AMs)

Universal platform across tumor entities

Nixdorf et al, Subklewe. Leukemia 2023; Wolsing, …Subklewe, et al, Leukemia 2024

< 52 kDa



Mouse Model: Similar Activity of Adapter CD33 CART vs conventional CD33 CART

Nixdorf et al, Leukemia 2023

Tumor only CD33CAR T
AdCAR T

+ PBS

AdCAR T
+ ɑCD33-AMFab

ɑCD33-AMFab



Treatment-free Intervals prolong AdCAR T-cell Function and lead to transcriptional

Reprograming thereby counteracting T Cell Exhaustion

Cytotoxicity

Cytotoxicity T-cell proliferation

Day 17Day 17 Day 14Day 14

Day 14 TFI vs. CONT

GSEA Day 14 TFI vs. CONT

Nixdorf et al, Leukemia 2023



Phase I trial (AVC-201-01) using CD123-directed allogeneic CART in R/R AML

First-in-class switchable allogeneic CART therapy for CD123+ AML: Results from the phase Ia RevStAR-123 
(AVD-201-01) Study, Allogeneic T cells with knockout of HLA-A, HLA-class II,TCR; HLA-B,C kept to prevent NK cell attack

Martin Wermke et al,…Subklewe….Matti Vanska. Plenary session at EHA 2026, no full text publication available

CD123-CD28-hinge, CD28-costim, CD3z CAR



Study Design and Treatment Scheme for R/R CD123+ AML 

Inclusion criterae: CD123 expression on > 20% of AML cells, HLA-type matched for one allele of HLA B and C



RevCART Peak Expansion & Persistence: shown are 4 different Dose Levels

• Increase in peak expansion with increasing dose

• DL15 median peak expansion: 
161,835 cps/µg gDNA (range 7,240 – 659,070)

• Exceeds AvenCell’s autologous median 
CD123 CAR-T peak expansion

• DL12 and DL15 median expansion exceeds 
median expansion of Liso-Cel in r/r DLBCL

• Median persistence of all patients with at least one

evaluable data point at any time on study is 43 days
(range: 0 - 112; IQR: 18 – 91)
 8/17 pts (47%) had persistence of >30 days

• Median persistence of all patients at the two
highest Dose Levels (DL12+DL15, excluding early

drop-outs) was 42 days.
 5/8 pts (63%) had persistence of >30 days



Prolonged clinical Responses observed at the higher Dose Levels

• Overall, 4 responses in 12 evaluable patients

• At the two highest dose levels
(DL12+15, n=8 evaluable patients):

 3/8 CR/CRh, including 2 CRMRD-
 2/3 MRD negative

 1/8 MLFS



HSC Editing to make the HSC „invisible“ to the CART: Allo SCT followed by CART

Concept Edited SCT followed by targeted immunotx

Sequence
Target-KO or Epitope edited SCT 

=> CAR T, CAR-NK, ADCs, TCE, moAb

Target Antigen CD33, CD45, CD123, FLT-3, KIT

Hematopoeitic
Toxicity

None;  Edited hematopoiesis invisible to CAR

CAR
2nd/3rd generation CART, 

Dual / Multiple CART 

Cell Source Stem cell donor

Potential
Increase safety by decreasing on-target-off-leukemia toxicity; 

multiple-targeting possible to overcome antigen escape

References

Kim et al, Cell 2018; Borot F. et al, PNAS 2019; Wellhausen et al, 
STM 2023; Humbert et al, Leukemia 2019, Chiesa et al, NEJM 

2023; Casirati et al, Nature 2023; Marone et al, J Exp Med 2023; 
Reviews: Kim, Trends in Cancer 2023; Saniei et al, 
Cell Stem Cell 2023, Volta et al, J Exp Med 2023

Lysandrou et al, Pharmacology 2025 Subklewe et al, ASH Educational 2023



DiPersio et al, Nature Medicine 2026

Generation of biallelic CRISPR/Cas9 edited Stem Cells for CD33-targeted Therapy

Phase I/II trial: G-CSF/Plerixafor-mobilized peripheral SCT; CRISPR/Cas9 Stem cell editing of CD33 
Protein; Myeloablative Conditioning with Busulfan or TBI with ATG



VBP101 Study Design



Engraftment of edited Stem Cells in all pts; Neutrophil Engraftment in all pts

(primary endpoint) until Day 28, median Engraftment Day 10 

DiPersio et al, Nature Medicine 2026



No prolonged, high grade Neutropenia after GO observed

Koehne et al: EHA 2023 #P1396, (NCT04849910), Petty et al, Blood Advances 2025; DiPersio et al, ASH 2024; DiPersio et al, ASCTC 2025; Di Persio et al, Nature Medicine 2026

Initiation of a CD33 directed Antibody-drug-conjugate (ADC) at Day 60 post HCT; 
Schedule: every 28 Days for 4-8 Cycles

19 pts treated

PROOF-of-CONCEPT as required by FDA (GO first, CART second)



Wellhausen et al, STM 2023

Mono- and Multiple Epitope Editing of the SCT Graft followed by CART Transfusion

Epitope Editing through Integration of non-synonymous Mutation makes HSCP invisible to CART

CRISPR-based Editing of CD45 in HSPCs AND 
CD45 directed CART Safety concerns

• Elimination of HSC if base
editing is not complete and 
target antigen is still expressed
at low levels (biallelic required)

• Functional Impairment and 
dysfunction of the edited HSC 
population, short or long term

• Generation of immunogenic
neopitopes that could elicit a 
human or cellular immune 
response



Targeting intracellular Antigens presented by defined HLA Molecules

Kang et al, Front Oncol 2022Garber K, Nature Biotechnology 2018

Autologous WT1 siTCR-T cells

Autologous WT1 TCR-T cells

Allogeneic WT1 TCR-T cells

Allogeneic WT1/PRAME/Cyclin 
A1-antigen-specific CD8* T cells 
(NEXI-001 T-cell product)

Autologous PRAME TCR-T cells 
(MDG1011 cell product)

Allogeneic HA-1 TCR-T cells

Autologous HA-1 H TCR-T cells

Autologous WT1 TCR-T cells



Targeting AML-specific Mutations 

NPM1mutated-specific, TCR tg T cells 
(van der Lee et al., Journal of Clinical Investigation 2019)
Clinical trial is currently recruiting. 

FLT3-TKD-specific, TCR tg T cells 
(Giannakopoulou et al., Nature Cancer 2023)

RUNX1-frameshift mutations-specific T cells 
(Struckman., Leukemia 2026)



AML-Peptide-stimulated healthy Donor T-Cells transduced with a CD33-4-1BB 

Coreceptor

Healthy stem
cell donor:

Fit T cells

Patient 
with AML 

post allo SCT 
with relapse / 

MRD+AML-Antigens

Multi-specific Targeting including
WT1, PRAME, dNPM1, p53mut 

CD33-directed coreceptor

Functional Enhancement,
Costimulation domain 4-1BB

Subklewe, BZKF Funded Trial



Strategies to improve Efficacy of CART in AML

AML Targeting: 

• Adapter CART cells with on/off targeting modules
• Stem cell edited allo grafts followed by immunotherapy, e.g. CART
• TCR-tg T cells / endogenous T cells targeting intracellular antigens

Improve T Cell Fitness:

• CART + CCR
• CART pharmacy
• CART + switch receptors

Combine with Standard of Care or other Immunemodulators

• VEN/AZA
• Menin Inhibitors
• Innate Immunity



Normal hematopoiesis

AML In vivo elimination of U937 AML: 

ADGRE2low / CLEC12Ahigh

In vivo sparing of CD34+ HSPC: 

ADGRE2low / CLEC12Aneg

Phase I at MSK: CAR: ADGRE2-CD28z3 + CCR: CLL1-41BB w/o zeta domain 

Haubner et al, Cancer Cell 2023; Clinical Trial started at MSK



Phase I Trial (CLEAR): CLL-1 CART Cells secreting IL-18 

Geyer et al, Blood 2025



Geyer et al., MSKCC, Blood 2025

CLEAR: 5 Patients treated, 3/5 MRD negative by FLOW, promising CART Expansion

Pt Characteristics: 

• Dose escalation
• 5 patients screened and infused

• median age 32 years (range, 16-45 years)
• Prior therapy: ven / cytarabine, 3 prior HSCT

Toxicities: 

• 5/5 CRS, 2/5 G3-4
• 1/5 ICANS G3

• DLT x 2 with dose level 1, 
1DLT at step down dose (3x10-4)

Responses: 

• 3/5 flow MRD neg MLFS (CAVE)
• 2/5 bridged to HSCT

Peak CAR T expansion co-incided with peak IL-18 levels (d7-14)



Diminished AMG 673-mediated Lysis of TP53 KD in an in vivo NSG Mouse Model

TP53 WTMV4-11 WT

MV4-11 KD
MV4-11 WT

MV4-11 KD
TP53 KD

Mean ± SEM; n=6

CD33 in blood (D19)

CD33 (BM) CD33 (spleen) CD33 (blood)

Winter et al, Subklewe. Leukemia 2026



Ba/F3 CD33+CD86+ target cell line

T cell

MV4-11 AML cell line (TP53 WT or KD)
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The Secretome of TP53 KD AML Cells impairs T-cell Function

Mean ± SEM; n=6

Winter et al., Leukemia 2026

Cytotoxicity T-cell proliferation

Comparison of a CD33 TCE against P53 wt vs p53 kd AML cells



CAR only

CAR + TGFβ-IL15

CAR IL15

CAR + dnTGFβ

CAR only

CAR + TGFβ-IL15

CAR IL15

CAR + dnTGFβ

CAR only

CAR + TGFβ-IL15

CAR IL15

CAR + dnTGFβ

Adapted from: Zheng et al. Molecular Therapy, 2024; 33, 688-702

TGFβ-IL15 switch receptor

T- cell suppression

Proliferation

Cytokine production
Cytotoxicity
Exhaustion

Natural TGFβ signaling 
(inhibitory)

TGFβ switch receptor 
(stimulatory)

T- cell activation

Proliferation

Cytokine production
Cytotoxicity
Persistence

Switch Receptors: Rewiring inhibitory signal into stimulatory one

TGFβ

TGFβR

TGFβ

TGFβR 

Ectodomain

IL15

Intracellular
Domain

REWIRING 
THE SIGNAL

A broader switch receptor toolbox

TGFβ → 4-1BB

IL-4 → IL-15

PD-1 → 4-1BB

TGFβR
Ectodomain

4-1BB
Intracellular

Domain

IL-4
Ectodomain

IL-15
Intracellular

Domain

PD1
Ectodomain

4-1BB
Intracellular

Domain

• Turns TGFβ signal into 
co-stimulatory signal

• Enhanced cytokine 
production, increased 
activation markers, 
improved anti-tumor 
activity

• Converts IL-4 signal 
into STAT5 mediated 
IL-15 signal.

• Increased expansion, 
activation, 
cytotoxicity, cytokine 
production and 
reduced exhaustion.

• Turns PD-1 inhibitory 
signal into co-
stimulatory signal.

• Improved in-vitro
cytotoxicity, 
persistence, 
proliferation, and 
tumor termination.

Switch Receptors
Exploiting the immunosuppressive microenvironment as fuel to drive cell-based therapies against tumor



Strategies to improve Efficacy of CART in AML

AML Targeting: 

• Adapter CART cells with on/off targeting modules
• Stem cell edited allo grafts followed by immunotherapy, e.g. CART
• TCR-tg T cells / endogenous T cells targeting intracellular antigens

Improve T Cell Fitness:

• CART + CCR
• CART pharmacy
• CART + switch receptors

Combine with Standard of Care or other Immunemodulators

• VEN/AZA
• Menin Inhibitors
• Innate Immunity



TCE + VEN/AZA: Immunmonitoring does not show any Impact on T-cell Function

T-cell function is not impaired by Ven/Aza in AML patientsVen/Aza has limited impact in the T-cell compartment

untreated 25 nM Ven + 1 µM Aza

CD8+ central memory

CD4+ effector memory
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B cells

CD4+ TEMRA

CD8+ effector memory

CD4+ central memory

CD4+ naive

CD8+ TEMRA

CD8+ naive

Tregs

NK cells

CD8+ T cells

CD4+ T cells

B cells



Haenel et al. Subklewe, Leukemia 2024

TCE + VEN/AZA: Increased Cytotoxicity against AML Cell Lines + pAML Cells 

in vitro + in vivo

T-cell function is not impaired by Ven/Aza in AML patients

Increased lysis of OCI-AML3 and primary AML cells in vitro Ven/Aza + WT1-TCB significantly enhance survival in vivo

Ven/Aza has limited impact in the T-cell compartment
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Increasing the Therapeutic Window: Menin-Inhibition leads to Differentiation 

of AML Cells and Induction of Immune Target Antigens like CLL1 (CLEC12a)

Genes commonly upregulated by Menin-inhibition

genes encoding 
Surface Receptors

C-type lectin domain family 12 member A (CLEC12A) -

transcriptionally induced in AML upon menin-inhibition

expressed on AML 
& low on HSCS

not expressed by 
other tissues

→ Putative CAR-T 
Cell Target in AML1-6

Johanna Rausch et al, ASH 2025, # 866, also presented at the „Best of ASH“ session, on bioRxiv preprint „Menin-Inhibition Sensitizes Acute Myeloid Leukemia to CLEC12A-Directed CAR Cell Therapy“ 



Menin-inhibition enhances Activation of T Cells in vitro and in vivo

Fetsch et al, Blood 2026: Menin inhibition enhances GVL effects by T-cell activation and endogenou retroviurs induction in AML

%
%

Mode of Action: Menin inhibition increased Expression of multiple human endogenous Retroviruses, 
leading to Upregulation of interferon-stimulated gene Upregulation



Revumenib (VTP-50469) led to a significantly enhanced anti-leukemic

Activity of CLL1-directed CART in vitro and in vivo 

Superior anti-leukemic activity in vitro

mNPM1 OCI-AML3

Johanna Rausch et al, ASH 2025, # 866, also presented at the „Best of ASH“ session, on bioRxiv preprint „Menin-Inhibition Sensitizes Acute Myeloid Leukemia to CLEC12A-Directed CAR Cell Therapy“ 

Survival



High Expression of STING in AML

Wen et al, Frontiers in Immunology 2025



cGAS-STING Pathway

Type I

Type I

Yue et al., Essays in Biochemistry, 2025; Zhu et al., Molecular Cancer, 2019



Yue et al., Essays in Biochemistry, 2025; Zhu et al., Molecular Cancer, 2019

cGAS-STING Pathway

Type I

Type I



cGAMP boosts CD33-directed AML Killing by TCE or CART

Nixdorf et al, Subklewe. Blood 2025



HL-60 cell lines of the indicated genotypes were treated 

with IFN-γ or TNF and phosphorylation of STAT1 (pSTAT1) 
or IκBα (pIκBα) was assessed via immunoblotting.

CRISPR/Cas9 Knockout IFNa2a Secretion

Linder & Nixdorf et al, Hornung, Subklewe. Blood 2025; DOI: 10.1182/blood.2024026934

IFN-γ + TNF knockout or STING knockout AML Cells: lower IFNa2a Secretion by AML Cells



HL-60 cell lines of the indicated genotypes were treated 

with IFN-γ or TNF and phosphorylation of STAT1 (pSTAT1) 
or IκBα (pIκBα) was assessed via immunoblotting.

CRISPR/Cas9 Knockout IFN-γ Secretion

Linder & Nixdorf et al, Hornung, Subklewe. Blood 2025; DOI: 10.1182/blood.2024026934

IFN-γ + TNF Knockout or STING Knockout AML Cells: lower IFN-γ Secretion by T Cells



Take-home messages

• T cells can cure AML — the GVL effect proves it. CAR-T has not yet reproduced it.

• Two separable problems: the target (shared myeloid antigens, narrow therapeutic window) 
and the T cell (dysfunction in the AML niche) induced by genetics & LME

• Target side: Adapter/TM guided Approaches, Stem cell editing to make the stem cell graft invisible 
to the CART given afterwards, targeting of intracellular, more leukemic specific target antigens

• T-cell side: enhance effector function and thereby overcome an hostile bone marrow enviironment
by chimeric coreceptors, cytokine secreting CART, switch receptor CART

 Combining CART with standard of care: HMA/VEN, Menin Inhibitors, STING agonists. 

 Patient Selection: early in treatment line (high risk first line), low tumor burden (MRD+)



IMPACT-AML: International multi-center Partnership in CAR T Cell Therapy for AML

Naik et al, Blood Advances 2025

Outline of key recommendations for conduction 
and reporting of AML CAR T cell clinical trials

International Consensus Guidelines for the 

Conduct and Reporting 

of CAR T-Cell Clinical Trials in AML

Swati Naik, Richard Aplenc, Susanne HC Baumeister,

Marco Becilli, Anand Shripad Bhagwat, Challice L Bonifant,

Lihua E Budde, Christopher D Chien, Kevin J Curran,

Anthony F Daniyan, Alexandra Dreyzin, Rebecca A Gardner,

Sara Ghorashian, Stephen Gottschalk, LaQuisa C Hill,

Mark Eric Kohler, Adam Joseph Lamble, Franco Locatelli,

Maksim Mamonkin, Bilal Omer, Jae H Park,

Concetta Quintarelli, Benedetta Rambaldi, Rebecca M Richards,

David A Sallman, Tim Sauer, Nirali N Shah,

Marion Subklewe, Corinne Summers, Sarah K Tasian, Naomi 

Taylor, Sarah Tettamanti, Michael R Verneris, M Paulina 

Velasquez, Saar I Gill





Acknowledgements

Nadja Fenn
Karl-Peter Hopfner
Veit Hornung

Tobias Straube
Andreas Linder

USA
Moffitt Cancer Center

Michael Jain
Frederick LockeDepartment of Medicine III – Oncology and Hematology

Veit Bücklein
Elke Habben
Tobias Herold
Bianca Kirschbaum

Bianca Kostrau
Stephanie Schneider 
Karsten Spiekermann
Ewelina Zientara

Laboratory of Leukemia Diagnostics

Michael v. Bergwelt
Veit Bücklein
Martin Dreyling
Adrian Gottschlich
Frederike Hildebrand
Alessandra Holzem
Giulia Magno
Anna Reischer

Michael Ruzika
Christian Rausch
Christian Schmidt
Sophia Stock
Sebastian Theurich
Michael Unterhalt
Oliver Weigert

Laboratory for Translational Cancer Immunology

Viktoria Blumenberg
Veit Bücklein
Gerulf Hänel
Alexandra Leutbecher
Amelie Muth
Anne-Sofie Neumann
Daniel Nixdorf
Nora Phillip

Giulia Rappa
Kai Rejeski
Lisa Rohrbacher
Sabine Sandner
Monika Sponheimer
Kieron White
Lis Winter

LMU – Department of ATMZH, Neurology, Klin Pharm,  
Neurosurgery, Radiology, Nuclear Medicine, IZB

Natalie Albert
Louisa von Baumgarten
Eva Hoster
Andreas Humpe

Philip Karschnia
Florian Schöberl
Michael Winkelmann
Sebastian Kobold

SPAIN
Vall d‘Hebron Barcelona 

Pere Barba
Cecilia Carpio
Gloria Iacoboni

FRANCE
Hospices Civils de Lyon

Emmanuel Bachy
Pierre Sesques

Contact: marion.subklewe@med.uni-muenchen.de

@MSubklewe
@LMU_Immutherapy

www.mytcell.de

GERMANY
University Hospital Tübingen
Wolfgang Bethge
Christoph Faul
Christoph Stein-Thöringer

University Hospital Erlangen
Andreas Mackensen
Fabian Müller
Sam Völkl

Berlin Charité
Lars Bullinger
Olaf Penack

Heidelberg
Michael Schmidt

http://www.mytcell.de/

	Slide 1
	Slide 2
	Slide 3: The Success of CD19 directed CART in ALL
	Slide 4: The Success of CD19 directed CART in ALL did not translate to AML
	Slide 5: Reflected in poor CART T cell expansion in AML vs ALL
	Slide 6: Results of Selected Early Clinical Trials directed against Myeloid Antigens  
	Slide 7
	Slide 8: Strategies to improve Efficacy of CART in AML
	Slide 9: Strategies to improve Efficacy of CART in AML
	Slide 10: Time Line of preclinical and clinical Reports on CART in AML
	Slide 11
	Slide 12
	Slide 13
	Slide 14
	Slide 15: Phase I trial (AVC-201-01) using CD123-directed allogeneic CART in R/R AML
	Slide 16: Study Design and Treatment Scheme for R/R CD123+ AML 
	Slide 17: RevCART Peak Expansion & Persistence: shown are 4 different Dose Levels
	Slide 18: Prolonged clinical Responses observed at the higher Dose Levels
	Slide 19: HSC Editing to make the HSC „invisible“ to the CART: Allo SCT followed by CART
	Slide 20
	Slide 21
	Slide 22
	Slide 23
	Slide 24
	Slide 25: Targeting intracellular Antigens presented by defined HLA Molecules
	Slide 26
	Slide 27: AML-Peptide-stimulated healthy Donor T-Cells transduced with a CD33-4-1BB Coreceptor
	Slide 28: Strategies to improve Efficacy of CART in AML
	Slide 29
	Slide 30: Phase I Trial (CLEAR): CLL-1 CART Cells secreting IL-18 
	Slide 31: CLEAR: 5 Patients treated, 3/5 MRD negative by FLOW, promising CART Expansion
	Slide 32
	Slide 33
	Slide 34
	Slide 35: Strategies to improve Efficacy of CART in AML
	Slide 36: TCE + VEN/AZA: Immunmonitoring does not show any Impact on T-cell Function
	Slide 37: TCE + VEN/AZA: Increased Cytotoxicity against AML Cell Lines + pAML Cells  in vitro + in vivo
	Slide 38: Increasing the Therapeutic Window: Menin-Inhibition leads to Differentiation of AML Cells and Induction of Immune Target Antigens like CLL1 (CLEC12a)
	Slide 39
	Slide 40: Revumenib (VTP-50469) led to a significantly enhanced anti-leukemic Activity of CLL1-directed CART in vitro and in vivo 
	Slide 41: High Expression of STING in AML
	Slide 42
	Slide 43
	Slide 44
	Slide 45
	Slide 46
	Slide 47
	Slide 48
	Slide 49
	Slide 50

