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Disclaimer and Forward-Looking Statements
This presentation and the accompanying oral presentation by Imago BioSciences, Inc. (“Imago,” the “Company,” “we,” “us” or similar terms)
contains forward looking statements. These statements may relate to, but are not limited to, the results, conduct, progress and timing of Imago clinical
trials, the regulatory approval path for bomedemstat and plans for future operations, as well as assumptions relating to the foregoing. Forward
looking statements are inherently subject to risks and uncertainties, some of which cannot be predicted or quantified. In some cases, you can identify
forward looking statements by terminology such as “may,” “will,” “should,” “could,” “expect,” “plan,” anticipate,” “believe,” “estimate,” “predict,”
“intend,” “potential,” “would,” “continue,” “ongoing” or the negative of these terms or other comparable terminology. You should not put undue reliance on
any forward-looking statements. Forward looking statements should not be read as a guarantee of future performance or results and will not necessarily be
accurate indications of the times at, or by, which such performance or results will be achieved, if at all.
Forward looking statements are based on information available at the time those statements are made and management’s good faith beliefs
and assumptions as of that time with respect to future events and are subject to risks and uncertainties that could cause actual performance or results
to differ materially from those expressed in or suggested by the forward-looking statements. In light of these risks and uncertainties, the forwardlooking events and circumstances discussed in this presentation may not occur and actual results could differ materially from those anticipated or implied
in the forward-looking statements. These risks and uncertainties are described in greater detail under the heading “Risk Factors” in the form 10-Q that we
have filed with the Securities and Exchange Commission (the “SEC”) and include, among others, risks relating to our limited operating history, our history of
losses, our need for additional financing, competition in our industry, our ability to obtain regulatory approval, our ability to commercialize our product
candidates, the fact that results of earlier studies and trials may not be predictive of future trial result, undesirable side effects or adverse event, patient
enrollment in clinical trials, the impact of the COVID-19 global pandemic on our business, our reliance on third parties and our ability to protect our
intellectual property rights. Except as required by law, Imago does not undertake any obligation to publicly update or revise any forward-looking statement,
whether as a result of new information, future developments or otherwise.
This presentation contains statistical data, estimates and forecasts that are based on independent industry publications or other publicly
available information, as well as other information based on our internal sources. This information involves many assumptions and limitations, and you
are cautioned not to give undue weight to these estimates. We have not independently verified the accuracy or completeness of the data contained in these
industry publications and other publicly available information. Accordingly, we make no representations as to the accuracy or completeness of that data nor
do we undertake to update such data after the date of this presentation.
The trademarks included herein are the property of the owners thereof and are used for reference purposes only. Such use should not be construed as an
endorsement of the platform and products of Imago.
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Investment Highlights
LSD1 Inhibition

Novel mechanism of action and potential first-in-class treatment for heme
malignancies, potential to achieve disease modification

Bomedemstat

Internally-discovered small molecule product candidate to inhibit LSD1; promising
Phase 1 and 2 safety, activity and tolerability with >200 patients treated to date

Robust Pipeline

Phase 2 in Essential Thrombocythemia (ET) and Myelofibrosis (MF)
Three Phase 1/2 investigator-sponsored trials:
Preclinical programs in hemoglobinopathies and solid tumors

Untapped Market

ET: Poorly tolerated existing treatments, large addressable market
MF: No disease modifying therapy, persistently high unmet need
PV: Growing market in need of new well-tolerated treatments

Upcoming News Flow
Strong Investors
Leadership Team
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2022: Data Presentations at ASH
EoPh2 Meeting with FDA; IIT trial initiations & updates

Raised $340M to date from leading financial and strategic investors

Experienced in drug development and successful exits

Leadership
Hugh Y. Rienhoff, Jr., MD
Founder, CEO

Laura Eichorn
CFO

Michael Arenberg, MBA, JD
COO/CBO

Jennifer Peppe
Global Head, Clinical Operations

Amy Tapper, PhD
Chief, Technical Operations
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Myeloproliferative
Neoplasms and
Bomedemstat

Myeloproliferative Neoplasms (MPNs)
A family of related bone marrow cancers that can transform to AML
Essential
Thrombocythemia (ET)
Excess platelets

Polycythemia Vera (PV)
Platelets

White Blood Cells

Blood Stem Cells

Red Blood
Cells

Excess red cells

CAUSE

A new mutation generally in JAK2 (a kinase),
MPL (a receptor) or CALR (an MPL chaperone).
Results in constitutive activation of the JAKSTAT hematopoietic growth signals

Myelofibrosis (MF)
Compact Bone
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Systemic inflammation, progressive bone
marrow scarring, bone marrow failure or AML

Strong Rationale for LSD1 Inhibition in MPNs
• LSD1 regulates the maturation of blood stem cells essential for their differentiation into mature
megakaryocytes and granulocytes
• Inhibiting LSD1 has been shown to reduce the hallmark symptoms in MPNs models as well as lower
the number of malignant cells with the mutations that drive these diseases

Inflammatory Cytokines (e.g., IL-8)
Lowered by LSD1 inhibition
Mutant Hematopoietic
Stem Cell
LSD1 Inhibition

“Activated”
Megakaryocytes
Reduced by LSD1
inhibition

X

Malignant Cell
Population
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Elevated Platelets
Lowered by LSD1
inhibition
Growth Factors
(e.g., TGFβ1, VEGF, PDGF)
Lowered by LSD1 inhibition

Extinguishes
self-renewal

•
•
•
•

Fatigue
Anemia
Pain, itching, fever
Night sweats

Thrombosis and Bleeding

Reticulin, Collagen
Lowered by LSD1
inhibition
Myofibroblast

Constitutional
Symptoms

Bone
Marrow
Fibrosis

Splenomegaly
(Extramedullary
Hematopoiesis)

Introduction to Bomedemstat
Bomedemstat is a novel, irreversible inhibitor of
LSD1 discovered by Imago – COM 2034+
FDA Orphan & Fast Track for ET and MF; EMA
Orphan (ET & MF) & PRIME designation for MF
PK and dose-response data support once-daily
dosing
No apparent penetration across the blood-brain
barrier
Bomedemstat has been evaluated in 200+*
patients with advanced myeloid malignancies
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*IMG-7289-CTP-101, IMG-7289-CTP-102, CTP-202 and IMG-7289-CTP-201

Bomedemstat in ET

Essential Thrombocythemia (ET)
ET is a chronic myeloproliferative neoplasm characterized by elevated platelets,
increased risk of thrombotic and hemorrhagic events and fatigue

ET Overview
• Elevated platelets (>450 x 109/L)
• US prevalence: ~80-100K
• Significant morbidity and mortality
due to thrombosis, bleeding and
progression to MF or AML

Current Treatments
• Cytoreductive therapy, most often with
hydroxyurea (HU), is indicated for all high-risk
and many intermediate risk patients,~50% of
total ET population
• We believe there exists a significant unmet
need for ET patients who are HU-resistant or
develop HU-intolerance, ~20% of all HUtreated patients

Bomedemstat initial addressable market: ET patients intolerant of or resistant to HU
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ET (CTP-201) Study Design
IMG-7289-CTP-201 is an ongoing Phase 2 global study to assess the safety, efficacy and
pharmacodynamics of bomedemstat (IMG-7289) in patients with ET who have failed at least
one standard of care, most often hydroxyurea
Primary Endpoints

Key Eligibility Criteria

Safety and tolerability

Diagnosis of ET by WHO 2016 criteria

Platelet count reduction (≤400 x 109/L) in the
absence of thromboembolic events

Failed at least one standard therapy

Secondary Endpoints
•
•
•

Symptom reduction (MPN-SAF TSS)
Durability of platelet and WBC count reduction
Changes in mutant allele frequencies (MAF)

Platelet count >450 x 109/L
Hemoglobin ≥10 g/dL
Peripheral blasts <1%
Fibrosis Score <2 per protocol criteria
• (modified from Arber et al., 2016)
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Clintrials.gov locator: NCT04254978

Primary Objective: Reduction in Platelet Count
Mean Platelet Count (±95% CI) N=67

Platelet Count (x109/L)

In the 32 patients treated for
≥24 weeks*:
• 97% achieved a platelet
count of ≤400 x 109/L
• 94% achieved a platelet
count of ≤400 x 109/L in the
absence of thromboembolic
events
• 81% achieved a durable
(≥12 weeks) platelet count of
≤400 x 109/L

Weeks on Treatment
S=Screening, B = Last non-missing value closest to Day 1
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*Includes only patients reaching at least 24 weeks, ie not the ITT population

Source Imago interim, unaudited and ongoing Phase 2 data of Investigational Product

ET Platelet Count and Mutant Allele Frequency Response
Net MAF Changes

No. of
Patients*

Mean Baseline
Platelet Count
(x109/L)

All Pts

53

818

JAK2V617F

27

741

100%

CALR

19

988

93%

MPL

2

1018

100%

Mutation

Triple
Negative

5

500

Platelet Count
Response (%)#
Gene (#alleles)

100%

-0.70

-0.60

-0.50

-0.40

-0.30

-0.20

-0.10

0.00

Sumlog10changes over time of key genes (JAK2, CALR)

*Eligible patients with mutation status and platelet counts available
#Any post baseline platelet count ≤400 x109/L; patients treated for ≥24
weeks

Patients with CALR mutations respond
similarly to patients with JAK2 mutations
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-0.80

67% (N=16/24*) of patients had a decrease in
mutant allele frequencies^ including JAK2 and CALR
Sumlog10changes = the sum of the log changes for all alleles in all patients for each of the
selected genes (subset of the 261 gene panel) over time;
# alleles = total mutant allele determinations for the specified gene (may include multiple
per patient)
*24 patients provided post baseline samples for sequencing, includes all available samples
including those post end of treatment
^net negative change across all 261 genes and alleles, calculated per patient

Source Imago interim, unaudited and ongoing Phase 2 data of Investigational Product

Lowers WBCs while maintaining hemoglobin (Hb) levels
Mean Hb (±95% CI) N=67

Haemoglobin (g/dL)

White Blood Count (x109/L)

Mean WBC (±95% CI) N=67

Weeks on Treatment

Weeks on Treatment

S=Screening, B = Last non-missing value closest to Day 1
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Source Imago interim, unaudited and ongoing Phase 2 data of Investigational Product

Changes in Individual Components of the MPN-SAF TSS

Significant improvements in symptoms with the greatest improvement in fatigue, the
most prevalent symptom in patients with ET.
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Source Imago interim, unaudited and ongoing Phase 2 data of Investigational Product

CTP-201 ET Phase 2
Safety and Tolerability Profile
• Bomedemstat is generally well-tolerated
• To date, most common AE was dysgeusia with only 3 leading to discontinuation
• 12/67 (18%) of patients reported 19 SAEs with 6 SAEs, deemed related to
bomedemstat by the Investigator, in 3 patients
• One patient experienced an unrelated thrombotic event – pulmonary embolism
• Fourteen patients have discontinued study treatment. Ten due to AEs (including 1
death due to aspiration pneumonia deemed unrelated to bomedemstat), 2 subject
decision, 2 investigator decision
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Preliminary Conclusions of the ET Study
Bomedemstat (IMG-7289) is generally well
tolerated in patients with ET
•

Majority of AEs are low-grade

Bomedemstat as monotherapy demonstrates
significant clinical activity:
•
•
•

Normalization of platelet and WBC counts while
maintaining hemoglobin
Symptomatic improvement for some patients with
significant MPN symptoms, especially fatigue
All genotypes respond to bomedemstat

Development Plans
•
•
•
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The Phase 2 ET study enrollment complete (n=73)
EOP2 meeting planned for 2H 2022
Planning for Phase 3 study in ET is underway

Bomedemstat in ET: Plans for Registrational Phase 3 Trial
FDA Type C meetings Dec. 2021 & May 2022 on Phase 3 design and endpoints
• Phase 3 trial -- a randomized, controlled study assessing the superiority of
bomedemstat compared to BAT in HU-resistant or intolerant patients with ET
• Primary endpoint -- the proportion of patients who achieve durable normal platelet
(≤400 x 109/L) and WBC (≤10 x 109/L ) counts in the absence of hemorrhagic and
thrombotic events, and disease progression (to MF or AML)
• Phase 2 results suggest Imago in a Phase 3 trail could be superior to BAT with this
primary composite endpoint
• End of Phase 2 meeting planned for 2H 2022 to discuss all aspects of Phase 3
protocol
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ET: Current treatment guidelines and landscape
ET Patient

2L+

1L

Very low risk

Observation

Low risk

Intermediate risk

High risk

Aspirin

Aspirin

Observation

Hydroxyurea

Aspirin

Ruxolitinib

RopegIFNα-2b/
PegIFNα-2a

Anagrelide

Hydroxyurea
Interferon-α

• Cytoreductive therapy, most often with hydroxyurea (HU), is indicated for all high-risk and many
intermediate risk patients,~50% of total ET population
• Anagrelide is the one FDA-approved ET therapy but not favored due to cardiotoxicities
• Limited competition in late-stage clinical development
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Imago Market Research

ET Epidemiology and Market Opportunity for Bomedemstat
Potential for bomedemstat to become preferred 2L treatment for ET patients
who have an inadequate response to 1L treatment (primarily HU)
U.S. ET Market Opportunity for 2nd Line (2L)
ET Prevalent Population (U.S.)1
80 – 100k
50% of patients on
cytoreductive therapy2
40 – 50k
20 – 25% sub-optimal /
intolerant
to HU3,4
8 – 12.5k

• US qualitative and quantitative research indicates an
opportunity to expand size of 2L market1
• Many ET patients receive sub-optimal treatment owing
to lack of enthusiasm for available second line agents
• In a large US-based study, 54% of patients on cytoreductive
therapy still had excess platelets at screening5

• Potential upside with 1L use if data demonstrate
superior reduction in thrombotic events compared to
hydroxyurea and/or lower rates of progression to MF or
AML or superior safety over standards of care

Bomedemstat initial addressable market: ET patients sub-optimally managed or intolerant to HU
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Sources: 1) Imago proprietary market research, 2) American Journal of Hematology, Vol. 91, No. 4, April 2016, 3) Blood. 2017;130(17):1889-1897. 4) Journal
of Clinical Oncology 2017 35:15_suppl, e18565-e18565 , 5) Clinical Lymphoma, Myeloma and Leukemia, 2021: Vol. 21, No. 7, 461–469

Bomedemstat in MF

Myelofibrosis (MF)
MF Overview
• Chronic inflammation and progressive bone
marrow failure
• US prevalence: ~18-20K
• Median survival from diagnosis: ~5 years
• Significant risk of transformation to AML
• Quality of Life (QOL) degraded by severe
constitutional symptoms and splenomegaly

Ruxolitinib/Fedratinib
• JAK1/2 inhibitors can deliver QOL benefit
• Toxicities include anemia, thrombocytopenia,
neutropenia, immunosuppression, tumors
• We estimate only ~1/3 of MF patients in US
receive ruxolitinib therapy – 40% discontinue
after 3 years
• The unmet need for all MF patients is
sustained improvement of QOL and improved
outcomes, including survival

Bomedemstat initial addressable market: patients with MF whose disease
is not adequately managed by JAK inhibitors
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Bomedemstat in MF: Phase 2 Trial in Advanced Disease
International trial (89 patients, enrollment complete)
• Open-label, once-daily bomedemstat
• Patients with platelets ≥100 x 109/L who
are resistant to an approved therapy

Objectives
• Safety and tolerability
• Symptom reduction (MPN-SAF TSS)
• Spleen volume reduction (MRI or CT)

Demographics
• 50% have received 2+ prior therapies
• 53% high risk by IPSS
• 66% have 2+ mutations
• 47% have mutations conferring high-risk for AML transformation
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MF Hemoglobin (Hb) Changes
Change in Haemoglobin in Transfusion-Independent Patients
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Mean Haemoglobin (g/dL) ±95% Confidence
Intervals

14.0

Hemoglobin (g/dL)

16

14

12

10

8

12.0
10.0
8.0
6.0
4.0
2.0
0.0
-4
Scr

6
Baseline

12 Weeks

0

4

8

12

16

20

24

Weeks on Treatment

At Week 12, in patients (N=41) transfusion-independent^ at baseline:
• 90% had stable or improved Hb

o 44% patients had an increase of Hb ≥1.0 g/dL
o 46% patients had stable Hb (∆ <±1.0 g/dL)
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^ Independent defined as 2 or more months without transfusion prior to completing study
Source: Imago interim, unaudited and ongoing Phase 2 data of Investigational Product

32

36

40

44

48

Change in Bone Marrow Fibrosis Scores
Case Study:

60

Subject 060-109 is a 58-year-old male with
high-risk post-ET myelofibrosis previously treated
with thalidomide and ruxolitinib.

N = 31

%of patients (N=59)

50

40

The subject received bomedemstat for 52 weeks
under this protocol and continues treatment in
CTP-202, a long-term Extension Study

N = 19
30

20

N=9
10

0
Improved at least 1 grade

Stabl e

Worsen at least 1 grade

85% of patients had an improved or stable BM
fibrosis scoring post-baseline
*To last available timepoint on study
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At 48 weeks the patient showed improvement in:
• Spleen volume reduction of 42%
• Reduction in symptoms of 86%
• Stable hemoglobin (g/dL): +0.7
• Improved BM fibrosis: grade: 3 à 2
• Decrease in MAF* from baseline:
MPL (-11%), IDH2 (-16%) and STRN (-18%)
*mutant allele frequency or MAF;
to last available timepoint on study

Source: Imago interim, unaudited and ongoing Phase 2 data of Investigational Product

Cytokine and MAF Changes
1

2

3

4

5

CCL5 Changes at 12 weeks

• 43/52 (83%) had a reduction
• Normalized levels in 42/43 (98%)
• 32/52 (62%) had a decrease of >50%

Mutant Allele Frequency Changes

• 52% (N=36/69*) of patients had a
decrease in allele frequencies^
• Greatest decrease shown in ASXL1
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1.CCL5 d0 levels in normal range; reduction <50%
2.CCL5 d0 levels in normal range; reduction >50%
3.CCL5 d0 levels outside normal range; reduction <50%
4.CCL5 d0 levels outside of normal range; reduction >50%
5.CCL5 levels unchanged

*69 patients provided post baseline samples for sequencing, includes all available samples
including those post end of treatment
^net negative change across all 261 genes and alleles, calculated per patient

Source: Imago interim, unaudited and ongoing Phase 2 data of Investigational Product

Spleen Volume (SV) and Symptom Score (TSS) changes @ 24w
Changes in SV and MPN-SAF TSS
Absolute Change @ 12 & 24 ± 2 weeks

Absolute Change @ 24 ± 2 weeks

•

All spleen sizes allowed

90

•

32/50 (64%) decreased SV

80

• 28/51 (55%) had a decrease in TSS
• 11/51 (22%) had a decrease of ≥50%

60
50
40

2485 cm3 Median SV
COMFORT1/2
1152 cm3 Median SV
CTP-102

30

Total Symptom Score

70

20
10
0
Day 0
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24 Weeks

Source: Imago interim, unaudited and ongoing Phase 2 data of Investigational Product

Opportunity for Combination Therapy in MF
Platelet counts in mouse MPN model

1000

Vehicle
Ruxolitinib
Bomedemstat
Ruxolitinib + Bomedemstat

3500
3000

800
Spleen Weight (mg)

2500
Platelets (109/L)

Spleen weight in mouse MPN model

2000
1500
1000

600

400

200

500
0
Vehicle

0
Day 0

Day 14

Day 28

Ruxolitinib

Bomedemstat

Day 42

Ruxolitinib +
Bomedemstat

Preclinical model shows additive activity reducing spleen size without additive thrombocytopenia
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Source Imago internal research

Overall Clinical Activity of
Bomedemstat
Bomedemstat (IMG-7289) is generally well
tolerated
•
•

200+ patients with AML, MDS, MF and ET treated to
date
Majority of AEs have been low-grade; few related
SAEs

Bomedemstat as monotherapy demonstrates
significant clinical activity:
•
•
•
•
•
29

Dosing titration allows targeting specific platelet
counts in MF and ET
Clinical improvement in a majority of MPN patients
No progression to AML in a high-risk MF patient
population
Potential for the treatment of PV being explored
Potential for use in combinations for hematologic
neoplasms and solid tumors being explored

Pipeline & Upcoming
Milestones

Pipeline & Upcoming Milestones

*Investigator Sponsored Trial

6/30/2022 cash & equivalents: $190 million. Expected to provide runway into 2025
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