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Item 7.01 Regulation FD Disclosure.

On November 4, 2021, Keros Therapeutics, Inc. (the “Company”) updated its corporate presentation for use in meetings with investors, analysts and others. The presentation is available through the Company’s website and a copy is
attached as Exhibit 99.1 to this Current Report on Form 8-K.

The information in this Current Report on Form 8-K, including Exhibit 99.1 attached hereto, is being furnished and shall not be deemed “filed” for purposes of Section 18 of the Securities Exchange Act of 1934, as amended (the
“Exchange Act”) or otherwise subject to the liabilities of that section. The information contained herein and in the accompanying exhibit is not incorporated by reference in any filing of the Company under the Securities Act of 1933, as
amended, or the Exchange Act, whether made before or after the date hereof, regardless of any general incorporation language in such filing, except as shall be expressly set forth by specific reference in such filing.

Item 9.01 Financial Statements and Exhibits.

(d) Exhibits
Exhibit No. Description
99.1 Corporate Presentation dated November 2021.

104 Cover Page Interactive Data File (the cover page XBRL tags are embedded within the Inline XBRL document)
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Disclaimer

Statements contained in this presentation regarding matters that are not historical facts are “forward-looking statements” within the meaning of the
Private Securities Litigation Reform Act of 1995, as amended. Words such as "anticipates," "believes," "expects," "intends," “plans,” “potential,” "projects,”
“would” and "future" or similar expressions are intended to identify forward-looking statements. Examples of these forward-looking statements include
statements concerning: Keros’ expectations regarding its growth, strategy, progress and the design, objectives and timing of its preclinical studies

and clinical trials for KER-050, KER-047 and KER-012; the potential impact of COVID-19 on Keros’ ongoing and planned preclinical studies, clinical trials,
business and operations; and the potential of Keros’ proprietary discovery approach. Because such statements are subject to risks and uncertainties, actual
results may differ materially from those expressed or implied by such forward-looking statements. These risks and uncertainties include, among others:
Keros’ limited operating history and historical losses; Keros’ ability to raise additional funding to complete the development and any commercialization of
its product candidates; Keros’ dependence on the success of its lead product candidates, KER-050 and KER-047; that Keros may be delayed in initiating,
enrolling or completing any clinical trials; competition from third parties that are developing products for similar uses; Keros’ ahility to obtain, maintain
and protect its intellectual property; Keros’ dependence on third parties in connection with manufacturing, clinical trials and pre-clinical studies; and risks
relating to the impact on our business of the COVID-19 pandemic or similar public health crises.

These and other risks are described more fully in Keros’ filings with the Securities and Exchange Commission (“SEC”), including the “Risk Factors” section of
the Company’s Quarterly Report on Form 10-Q, filed with the SEC on November 4, 2021, and its other documents subsequently filed with or furnished to
the SEC. All forward-looki cC ined in this presentation speak only as of the date on which they were made. Except to the extent required
by law, Keros undertakes no obl|gat|on to update such statements to reflect events that occur or circumstances that exist after the date on which they were
made.

Certain information contained in this presentation relates to or is based on studies, publications, surveys and other data obtained from third-party sources
and the Company’s own internal estimates and research. While we believe these third-party sources to be reliable as of the date of this presentation, it
has not independently verified, and makes no representation as to the adequacy, fairness, accuracy or completeness of, any information obtained from
third -party sources. Finally, while we believe our own internal research is reliable, such research has not been verified by any independent source.

The trademarks included in this presentation are the property of the owners thereof and are used for reference purposes only.




Harnessing the Powerful Biology of the TGF-$3 Superfamily

* Clinical-stage biopharmaceutical company developing novel therapeutics that target the TGF-B superfamily

= Approach validated by marketed products, Infuse™ (BMP2) for spinal fusion and Reblozyl® (modified activin receptor
1IB) for treatment of anemia in B-thalassemia and myelodysplastic syndromes (MDS)

* Leveraging our extensive experience in TGF-B superfamily protein structure, function and protein engineering to
generate a clinical pipeline of differentiated therapeutics:

Hematology

KER-050: Modified activin receptor IIA (ActRIIA) ligand trap
* Designed to address ineffective hematopoiesis by modulating TGF-B superfamily signaling
* Potential to correct multiple cytopenias in patients with MDS and myelofibrosis (MF)

KER-047: Activin receptor-like kinase-2 (ALK2) inhibitor
* Designed to address anemias resulting from iron imbalance
* Potential to treat iron-refractory iron deficiency anemia (IRIDA), iron deficiency anemia and other diseases

Pulmonary and Musculoskeletal

KER-012: Modified activin receptor IIB ligand trap
* Designed to inhibit vascular remodeling and bone loss
* Potential to treat pulmonary arterial hypertension (PAH) and bone loss in osteogenesis imperfecta and osteoporosis
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Keros is Developing Differentiated Clinical Assets in Hematological
and Musculoskeletal Disorders
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KER-050

A novel treatment designed to address diseases
arising from ineffective hematopoiesis

* Myelodysplastic syndromes
* Myelofibrosis




KER-050: A treatment for ineffective hematopoiesis in Myelodysplastic
Syndromes (MDS) and Myelofibrosis (MF)
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MDS

* Hematologic malignancy predominantly affecting the elderly, resulting in multiple cytopenias (anemia, thrombocytopenia,
neutropenia) due to ineffective hematopoiesis

= 60-170,000 MDS patients in the US with 15,000-20,000 newly diagnosed each year!
* Platelet transfusion is the current treatment option for thrombocytopenia
= Anemia treatments include red blood cell (RBC) transfusions, erythropoiesis-stimulating agents (ESAs) and Reblozyl®
= ESAs benefit is limited to patients with low transfusion burden and low endogenous EPO levels
* Reblozyl® approved for treatment of anemia failing ESA in RS positive patients (~15% of MDS patients) requiring transfusions
*  38% responders vs 13% placebo

* Similar to ESAs, benefit primarily in low transfusion burden
MF

= Molecular abnormalities in JAK-STAT pathway result in expansion of RBC and platelet precursors and subsequent ineffective
hematopoiesis

« 16,000-18,500 MF patients in the US? with >3,000 newly diagnosed each year? and nearly all will become transfusion dependent*
* Megakaryocyte accumulation/breakdown is implicated in the inducement of bone marrow fibrosis

* We believe that KER-050 has the potential to address ineffective hematopoiesis, which is central to MF

v

IMDS Foundation; *Gangat 2011 3Srour 2016; *“Naymagon 2017




KER-050 is a Modified ActRIl Fusion Protein

+  KER-050is designed to increase RBC and platelet production

Activin receptors are expressed on hematopoietic cells and modulate differentiation of precursor cells

KER-050 is a ligand trap composed of a modified extracellular domain of activin receptor IIA (ActRIIA) fused to the Fc region of
human IgG

Designed to inhibit the signaling of ligands through activin receptors

Erythropoiesis Differentiation and Maturation Spectrum
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KER-050

Phase 1 clinical trial of KER-050 recapitulated preclinical data with observed rapid, sustained and dose-dependent increases in
RBCs and platelets

*  Observed to be well tolerated at dose levels up to 4.5 mg/kg, the highest dose level tested
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KER-050 Increased RBC Parameters and Platelets following Single
Doses in Phase 1 Clinical Trial in Healthy Volunteers
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HEMOGLOBIN

(Mean Change from Baseline)

© Placebo

2 0.05 mgfkg

A 0.5 mgfkg

V 15mglkg
il ¢ a5 mglkg

Mean Change Hgb (g/dL)

BT S & B ] ) 84
Days Post-Dose

Observed rapid and sustained increase in RBC
parameters through day 29 are supportive of KER-
050 acting on multiple stages of erythropoiesis

¢ Reticulocytes, RBCs and hemoglobin
Observed sustained increase from single dose
supports monthly or less frequent dosing

Change in Platelets X 10° cells/L
(Mean £ SEM)

PLATELETS

(Mean Change from Baseline in Platelets at Each Dose)

-0~ Placebo

T 0,05 mg/kg
- 0.5 mg/kg
- 15mg/kg
~+ 4.5 mg/kg

T T T T T
102 4 7 15 2 29
Days Post-Dose

Single doses of KER-050 observed to lead to clinically
meaningful changes in platelets

Maximum changes observed 7-15 days post-dosing




KER050-MD-201

A Phase 2 Clinical Trial Of KER-050 For The
Treatment Of Anemia In Patients With
Very Low, Low Or Intermediate

Risk Myelodysplastic Syndromes (MDS)




Phase 2 Clinical Trial of KER-050 in MDS
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Phase 2, multicenter, open-label clinical trial in very
low-, low- and intermediate-risk MDS patients

KER-050 administered once every four weeks (Q4W)
for 12 weeks
Trial objectives:

+ Safety, tolerability and pharmacokinetics

* Evaluate pharmacodynamic effects and efficacy of
KER-050

Trial designed to evaluate KER-050 effects on
hematopoiesis in:
* Ring sideroblast (RS) positive and non-RS patients
* ESA naive and experienced

* In high and low transfusion burden and non-
transfused patients

Duration

Part 1: Dose Escalation Part 2: Dose confirmation

0.75mg/ke
(n=6)
1.5me/ke Dose TBD
(n=6) based on Part
1

2.5mg/kg
(n=6)

3.75 mg/ig
(n=6)

32 weeks

8 weeks 16 weeks 8 weeks

Tttt t1

—— Q4W Dosing —




Phase 2 Clinical Trial of KER-050 in MDS
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Key Eligibility Criteria:
*  MDS with very low-, low-, or intermediate-risk disease, as classified by the International Prognostic Scoring System-
Revised, including both RS positive and non-RS
* ESA naive and experienced patients are eligible
* No prior treatment with azacitidine, decitabine, lenalidomide, luspatercept or sotatercept
* Anemia, categorized in one of the following three groups:
= Non-transfused (NT): hemoglobin (Hgb) <10 g/dL
= Low transfusion burden (LTB): 1-3 units of RBC/8 weeks, Hgh <10 g/dL
*  High transfusion burden (HTB): 24 units of RBC/8 weeks

Select Efficacy Endpoints:

* Hemoglobin increase of 21.5 g/ dL for 8 weeks (in NT and LTB patients)

* Reduction of 24 units or 250% units transfused over 8 weeks compared to baseline (in HTB patients)
* Transfusion independence for at least 8 weeks (in LTB and HTB patients)
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Trial Status and Baseline Characteristics

* Abstract announcing additional data from our ongoing Phase 2 clinical trial of KER-050 in MDS to be
presented at the 63rd American Society of Hematology, or ASH, Annual Meeting and Exposition.

* Data cut-off date: July 10, 2021

* Additional data presented from Cohorts 1, 2 and 3:
¢ Cohort 1: 0.75 mg/kg QAW for 12 weeks
* Cohort 2: 1.5 mg/kg Q4W for 12 weeks
* Cohort 3: 2.5 mg/kg Q4W for 12 weeks

* 17 patients in Cohorts 1, 2 and 3 received at least one dose of KER-050 as of the data cut-off date

+ 10 patients in Cohorts 1 and 2 completed 8 weeks of treatment with KER-050 as of the data cut-off date (which
we refer to as the “evaluable patients”), comprised of:

* 3 NT patients; 2 LTB patients; and 5 HTB patients
* Of the 7 LTB and HTB patients, 3 were non-RS and 4 were RS positive
* 2 patients withdrew from the trial prior to completing 8 weeks of treatment with KER-050
* 5 patients had not completed 8 weeks of treatment with KER-050 as of the data cut-off date
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Safety Profile as of July 10, 2021

« Safety Review Committee has reviewed additional 0.75 mg/kg (Cohort 1), 1.5 mg/kg (Cohort 2) and 2.5
mg/kg (Cohort 3) data
*  Summary of safety profile* (Cohorts 1, 2 and 3; n=17):
* No drug related serious adverse events (SAEs), dose-limiting toxicities or dose modifications reported

+ 4 treatment-emergent SAEs in 3 patients, deemed unrelated to study drug (anemia, febrile iliness,
pneumonia and death)

+ 1 treatment-related adverse event of maculopapular rash (Grade 2); reported after the patient’s first dose and
resolved without recurrence following subsequent doses

* 2 withdrawals (death deemed unrelated to study drug; patient decision)
* No patients developed high-risk MDS or acute myeloid leukemia
* Cohort 4 (3.75 mg/kg Q4W) has been initiated following Safety Review Committee recommendation

v

*Data cut-off date: July 10, 2021
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Preliminary Results from Phase 2 Clinical Trial

Preliminary results*:

* 60% (n=6/10) of the evaluable patients met at least one of the following three endpoints:
* Increase in hemoglobin = 1.5 g/dL for 8 weeks, or
* 50% reduction in transfusion requirements over 8 weeks, or
+ Transfusion independence for at least 8 weeks

* 33% (n=1/3) of the NT evaluable patients had a hemoglobin increase of = 1.5g/dL sustained for at least
eight weeks.

* The following pharmacodynamic changes were observed in the 5 transfused evaluable responders (see
slide 15 for additional information regarding the transfused evaluable responders):
+  Observed maximum increase from baseline in reticulocytes in transfused responders was 24.6 x10°/L (mean),
with a range of 10.5 to 41.6 x10°%/L from Day 1 to 29; increases in reticulocytes were observed after each dose.
* Observed maximum reduction in serum ferritin in transfused responders was 40.4% (mean), with a range of 10%
to 66%.

* Observed maximum increase in soluble transferrin receptor in transfused responders was 52.8% (mean), with a
range of 29.8% to 116.4%
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*Data cut-off date: July 10, 2021
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Reductions in Transfusion Burden Observed*

*  71% (n=5/7) of the transfused evaluable patients
(LTB: n=1/2 and HTB: n=4/5; non-RS: n=2/3 and RS

positive: n=3/4) had at least a 50% reduction in RS Status RS +ve Non-RS Non-RS RS +ve Non-RS RS+ve RS+ve
transfusion requirements over 8 weeks (which we ~ #Recunits Proimserd 2 19 5 £ 4 4 g
refer to as the “transfused evaluable responders”) g L
8
*  57% (n=4/7) of the transfused evaluable patients é
achieved transfusion independence for at least 8 I 50
o
weeks @
2
© -80%
+  Observed a maximum increase in platelets from F 100 T T T
baseline of 130 X109/L (mean), with a range of 32 to Patient 1 2 3 4 5 6 7

235 x10%/L, in the 5 transfused evaluable responders.
* Baseline platelet count of 234 x10%/L (mean), with a
range of 104 to 401 x10%/L.
+ No patients required dose reduction due to
thrombocytosis.
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Summary of KER-050 Phase 2 Clinical Trial
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Keros believes the additional data from this 12-week treatment Phase 2 clinical trial demonstrate proof-of-
concept of KER-050 in patients with very low-, low- or intermediate-risk MDS

* Data consistent with observations from the Phase 1 clinical trial in healthy volunteers

Increases in hematological parameters were observed in RS positive and non-RS patients that received
doses of KER-050 Q4W

* Increases in reticulocytes, hemoglobin and platelets were observed

Observed increases in reticulocytes and soluble transferrin receptor and observed decreases in serum
ferritin suggest that administration of KER-050 is potentially associated with increased erythropoiesis

Clinically meaningful reductions in transfusion burden as well as transfusion independence were observed
Doses for Cohorts 1, 2 and 3 were well tolerated as of the data cut-off date

Cohort 4 dosing at 3.75 mg/kg Q4W has been initiated

Keros plans to share additional Part 1 dose-escalation data and Part 2 trial design by the end of 2021




KER-047

A novel treatment designed to address:

* Anemia resulting from iron imbalance
* |ron deficiency anemia
* IRIDA

* Fibrodysplasia ossificans progressiva (FOP)




ALK2 Regulates Hepcidin and Iron Homeostasis

Normal
L
* ALK2 signaling in the liver controls hepcidin expression, a hormone oo BMPS
that controls iron homeostasis compv
MT-2
* Excessive ALK2 signaling results in high hepcidin and a shortage of i '}/"“”"‘““”“"
iron availability for RBC production ’1{ !
* ALK2 signaling requires BMP ligand and the co-receptor | SRCE
hemojuvelin

* Hepcidin expression is tightly regulated and controls expression of
the ALK2 suppressor protease MT-2
Hepcidin gene

* The genetic disease iron-refractory iron deficiency anemia (IRIDA) is expression —P@
L

-

characterized by loss of MT-2 E’i'"s/

+ High hepcidin has also been implicated in anemia of inflammation

* Modulating ALK2 signaling will normalize high hepcidin levels, .
restore serum iron and ameliorate anemia @ -
&,

. trahsporter
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Inhibition of ALK2 Demonstrated Activity in Rodent Models of
Iron Imbalance

ALK2 inhibition decreased hepcidin and increased serum iron in mice

In a mouse model of IRIDA, treatment with ALK2 inhibitors reduced hepcidin and
ameliorated anemia

In a mouse model of chronic kidney disease, chronic inflammation resulted in increased
hepcidin, reduced serum iron and anemia

* Treatment with an ALK2 inhibitor reduced hepcidin, increased serum iron and resolved
anemia

Frequent infusions of red blood cells or iron (intravenous) results in iron overload in the
liver, heart and other tissue

* Treatment with an ALK2 inhibitor mobilized the iron and reduced iron deposits in the liver in
mice

Inhibition of ALK2 has the potential to restore iron balance and treat patients with anemia
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and patients with iron overload




Phase 1 Clinical Trial: KER-047 Treatment Led to Reduced Hepcidin
Levels and Increased Hemoglobin Content in Reticulocytes
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= KER-047 is a small molecule inhibitor of ALK2 with low nanomolar IC;,

* PK/ADME: Suitable for 1x daily oral dosing

* There were no serious adverse events reported in the randomized, double-blind, placebo-controlled two-part Phase 1 clinical

trial of KER-047 in healthy volunteers

MAD: Hepcidin
Percent Change from Baseline
at Day 7, 8 hrs Post-Dose

Hepcidin
(% Change from Baseline £SEM )

Placebo  50mg  100mg 200mg

*  Consistent with ALK2 inhibition, decreases in serum
hepcidin were observed in Cohorts 1 through 3 of Part 2
of the expanded trial

+ Treatment related decreases in hepcidin resulted in
increased serum iron

Mean Reticulocyte
Hemaoglobin at each visit

Reticulocyte Hemoglobin

Days on drug —+= 350mg
T T

1 4 7 lll 3'0

Visit
An increase in reticulocyte hemoglobin was observed in Cohorts 1
through 4 of Part 2 of the expanded trial, starting on Day 4 of

treatment

Pronounced increase in reticulocyte hemoglobin observed in
cohorts with lower baseline reticulocyte hemoglobin




Phase 2 Trials to Provide Proof-of-Concept for Treatment of Anemia
Resulting from Iron Imbalance, Including IDA and IRIDA

* KER-047 is designed to re-establish normal iron * KER-047 is designed to normalize high hepcidin
homeostasis by mobilizing iron out of tissues, levels, restore serum iron and ameliorate anemia
thereby ameliorating anemia

*  We expect to initiate a Phase 2 clinical trial in

* We expect to initiate a Phase 2 clinical trial in patients with IRIDA in Q1 2022 and expect to
patients with iron deficiency anemia in Q1 2022 report initial data from this trial in 2022
and expect to report initial data from this trial in
2022
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KER-012

A preclinical program designed to address

* Bone loss disorders such as osteoporosis
and osteogenesis imperfecta

* Pulmonary arterial hypertension (PAH)




KER-012: Preclinical Product Candidate
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* Proprietary selective activin receptor ligand trap in preclinical development for the treatment of pulmonary
arterial hypertension (PAH) and bone disorders

* In preclinical studies, KER-012:
« Demonstrated high affinity for, and potent inhibition of, ligands involved in the regulation of bone homeostasis

* Increased bone mineral density and trabecular bone volume in wild-type mice and mice with established
osteoporosis
+ Did not increase red blood cell production in cynomolgus monkeys

* In a rat model of PAH, rats receiving a rodent version of KER-012 (RKER-012) were protected from the
thickening of the right ventricular wall
* In addition, rats receiving RKER-012 were protected from PAH-associated bone loss
*  We believe KER-012 has the potential to increase the signaling of BMP pathways by inhibiting activin A and

activin B signaling and, consequently, treat diseases such as PAH that are associated with reduced BMP
signaling
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Phase 1 Clinical Trial of KER-012 in Healthy Volunteers

*  Ongoing randomized, double-blind, placebo-controlled, two-part Phase 1 clinical trial to evaluate single and multiple

ascending doses of KER-012 in healthy volunteers

* Trial objectives: safety, tolerability and pharmacokinetics

Phase 1 Clinical Trial Design

Part 1: Single Ascending Dose
(Double-blinded)

0.75 mg/kg
(n=g)

Placebo n=2

15 me/kg

(]
Placebo n=2
3me/ke
(n=8)
Placebo n=2

Part 2: Multiple Ascending Dose
(Double-blinded)

0.75 meg/ke
(n=8)
Placaba n=2

Placebo n=:

Dose 3
Activan=6
Placebo n=2

Dase 4
Active n=8

Placebo n=2

Treatment period: 4 weeks
Safety follow up: 4 weeks
Single subcutaneous dose

Treatment period: 12 weeks
Safety follow up: 4 weeks
Three subcutaneous doses (28 days apart)

* Expect to report initial data from Part 1 of this trial in the first half of 2022 and additional data from Part 2 of this trial in
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> the second half of 2022




Keros Summary




We Believe Keros is Positioned for Clinical and Commercial Success

* Keros is focused on the development of novel TGF-3 therapeutics
* Robust biology that has been validated in the clinic

* Keros is well-positioned to harness the potential of the TGF-3 superfamily

* ActRIl program (KER-050) is in a Phase 2 trial in patients with MDS and we expect to
initiate a Phase 2 trial in patients with MF in Q4 2021

* Multiple Phase 2 trials for ALK2 program (KER-047) expected to commence in Q1 2022

* KER-012 is a selective activin receptor ligand trap with an ongoing Phase 1 trial in
healthy volunteers; initial data expected from Part 1 of this trial in the H1 2022

* Clinical programs have potentially differentiated mechanism of action
* Qur discovery approach has the potential to identify additional molecules with
differentiated profiles from existing third-party products and product candidates
* Pipeline of preclinical assets: bone, muscle and pulmonary




Anticipated Key Milestones”

KER-050

¢ Announce additional data from Part 1 of Phase 2 trial in MDS
* |nitiate Part 2 of Phase 2 trial in MDS
* |nitiate Phase 2 trial in myelofibrosis

KER-047

¢ |nitiate Phase 2 trial in IDA
* Initiate Phase 2 trial in IRIDA

KER-012

* Announce initial data from Part 1 of Phase 1 trial
* Announce additional data from Part 2 of Phase 1 trial

*Anticipated preclinical and clinical milestones are subject to the impact of COVID-19 on our business.
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End of 2021
End of 2021
Q4 2021 (initial data 2022)

Q1 2022 (initial data 2022)
Q1 2022 (initial data 2022)

H1 2022
H2 2022




Thank You







