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Legal disclaimer & forward-looking statements

Certain statements in this presentation and the accompanying oral commentary are forward-looking statements. These statements relate to future events or 

the future business and financial performance of Biomea Fusion, Inc. (the “Company”) and involve known and unknown risks, uncertainties, and other factors 

that may cause the actual results, levels of activity, performance or achievements of the Company or its industry to be materially different from those 

expressed or implied by any forward-looking statements. In some cases, forward-looking statements can be identified by terminology such as “may,” “will,” 

“could,” “would,” “should,” “expect,” “plan,” “anticipate,” “intend,” “believe,” “estimate,” “predict,” “potential” or other comparable terminology. All statements 

other than statements of historical fact could be deemed forward-looking, including any projections of financial information or profitability, including our 

expected cash runway, the initiation, timing and results of pending or future preclinical studies and clinical trials, the actual or potential actions of the U.S. 

Food and Drug Administration (FDA), the status and timing of ongoing research, development and corporate partnering activities, any statements about 

historical results that may suggest trends for the Company's business; any statements of the plans, strategies, and objectives of management for future 

operations and any statements of expectation or belief regarding future events, potential markets or market size, or technology developments. The 

Company has based these forward-looking statements on its current expectations, assumptions, estimates, and projections. While the Company believes 

these expectations, assumptions, estimates and projections are reasonable, such forward-looking statements are only predictions and involve known and 

unknown risks and uncertainties, many of which are beyond the Company's control. For a discussion of these and other risks and uncertainties, and other 

important factors, any of which could cause our actual results to differ from those contained in the forward-looking statements, see the section entitled "Risk 

Factors" in our most recent annual report on Form 10-K filed with the Securities and Exchange Commission (the SEC), as well as discussions of potential 

risks, uncertainties, and other important factors in our other subsequent filings with the SEC. The forward-looking statements in this presentation are made 

only as of the date hereof. Except as required by law, the Company assumes no obligation and does not intend to update these forward-looking statements 

or to conform these statements to actual results or to changes in the Company's expectations. This presentation also contains estimates and other statistical 

data made by independent parties and by us relating to market size and growth and other data about our industry. This data involves a number of 

assumptions and limitations, and you are cautioned not to give undue weight to such estimates. In addition, projections, assumptions, and estimates of our 

future performance and the future performance of the markets in which we operate are necessarily subject to a high degree of uncertainty and risk.

2



3

Biomea Fusion – Development Candidates
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Icovamenib

• Diabetes
• Oral
• Small molecule

COVALENT-111 (Phase 2)

• Insulin-deficient Type 2 Diabetes
• GLP-1 inadequately controlled

BMF-650 (GLP-1 RA)

• Weight loss
• Oral
• Small molecule

GLP-131 (Phase 1)

   Obese (BMI ≥30kg/m2)



Diabetes patients are poorly controlled with over 7M US 
patients currently needing insulin as a last resort

of people with diabetes will die from the disease1 
The end-stage in the evolution of diabetes is insulin-dependence, which 

drives complications such as kidney disease, nerve damage, vision loss, 

and cardiovascular issues. 

80%

of life lost from diabetes2 

Diabetes today remains poorly controlled in 50% of patients treated 

with standard of care agents3   The burden to the healthcare system is 

immense. There is no current therapy except for insulin replacement

12-14 
years

60+
Approved therapies are not adequately resolving 

the growing problem of type 2 diabetes. 

No current therapy restores beta-cell function 

1.Tabish Int J Health Sci. 2007 Jul;1(2):V–VIII.

2.National library of Medicine 1(2); 2007 Jul PMC3068646

3.Zohu Lancet 2024; 404: 2077–93

38M
PEOPLE IN THE US WITH DIABETES4

PEOPLE IN US WITH T2D5

35M

7M
PEOPLE IN US WITH T2D 

USING INSULIN6

4

Icovamenib targets beta-cell restoration and may delay or prevent onset of end-stage disease 

4. CDC, Natl. Diabetes Stat. Rep., 2022

5. ADA, Standards of Care in Diabetes, Diabetes Care, 2024

6. Ahlqvist, Lancet Diabetes Endocrinol., 2018
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12 weeks of dosing (arms B&C) delivered lasting benefit through 
52 weeks for severe insulin-deficient diabetes patients

Arm A was excluded from this analysis because it included only 8 weeks of dosing which the company is not planning to pursue.

ICOVAMENIB
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INITIAL TARGET 
POPULATION FOR 

ICOVAMENIB



Icovamenib increased insulin secretion as measured by C-peptide 
index in severe insulin-deficient patients (arms B&C)
 

ICOVAMENIB
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Data censored at onset of rescue medication, defined as any modification in antihyperglycemic therapy
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Why did HbA1c decrease beyond 12 weeks?

Menin suppressed beta-cell proliferation and function 
• Demonstrated to act as a biological brake on insulin-producing cells in T2D

Menin inhibition was shown to lift this brake
• Enabled control on beta-cell regeneration and restoration of insulin secretory
   capacity

A short 12-week dosing period induced durable epigenetic reprogramming 
• Allowed beta-cell functional regeneration to continue post-treatment and driving  
   sustained HbA1c improvements



Physiologic Suppression of Menin Can Expand Beta-Cell Mass

•Physiologic states such as pregnancy and lactation 

suppress menin, enabling beta-cell expansion and 

increased insulin output

•Preclinical and human data consistently link 

reduced menin signaling to improved beta-cell mass 

and function

•Icovamenib has been shown to directly inhibit 

menin, aiming to pharmacologically replicate a 

naturally occurring, validated biologic process

Karnik, Science, 2007 8
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ICOVAMENIB | PRECLINIAL

Icovamenib enhanced GLP-1 receptor & insulin expression 
and demonstrated potential synergy in combination with 
semaglutide ex vivo

ICOVAMENIB | PRECLINICAL

Cadaver derived 
human islets • Gene expression & Protein analysis

• Glucose Stimulated Insulin 
Secretion -/+ Semaglutide (200nM)

Culture 7 days under glucotox conditions 
(8mM glucose)
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ICOVAMENIB INCREASED GLP-1 RECEPTOR 
AND INSULIN EXPRESSION

GLP-1 Receptor Insulin

ICOVAMENIB IN COMBINATION WITH SEMAGLUTIDE 
INCREASED GLUCOSE-STIMULATED INSULIN SECRETION



Patients on a GLP-1 based therapy at enrollment showed durable & 
clinically meaningful response in reduction of blood sugar (HbA1c)

ICOVAMENIB
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Icovamenib increased insulin secretion as measured by C-peptide 
index in GLP-1 RA treated patients – 9 months post last dose
 

ICOVAMENIB
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35%

-4%

Data censored at onset of rescue medication, defined as any modification in antihyperglycemic therapy

TREATMENT OFF-TREATMENT



ICOVAMENIB | COVALENT-211

A Phase II trial of icovamenib in T2D insulin deficient participants 
who are not achieving glycemic targets

Objectives Endpoints

Placebo 100 mg QD

Icovamenib 100 mg QDARM A
(n=40)

ARM B
(n=20)

Stable Background Therapy

SCREENING: 28 DAYS TREATMENT: 12 WEEKS FOLLOW-UP: 52 WEEKS

Week 26: 
Primary endpoint

Week 52: 
Secondary endpoint

Inclusion Criteria
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FOLLOW-UP: 26 WEEKS

• Adult participants with Type 2 Diabetes who were 
treated with 1-3 antidiabetic medications

• HbA1c 7.5%-10.5%

• BMI ≤ 32 kg/m2

• Background therapy maintained unless rescue 
required

To demonstrate that icovamenib 

100 mg once daily for 12 weeks is 

superior to placebo for glycemic 

control at Week 26 and Week 52

• Mean change in HbA1c from baseline at 
Week 26 and 52

• Mean change in fasting plasma glucose 
(FPG) from baseline at Week 26

• Safety

Objectives Endpoints Inclusion Criteria



ICOVAMENIB | COVALENT-212

Phase II trial of icovamenib in participants with T2D who are not 
achieving glycemic targets while using GLP-1-based therapy

Objectives Endpoints

Placebo 100 mg QD

Icovamenib 100 mg QDARM A
(n=40)

ARM B
(n=20)

Background Therapy: Stable GLP-1-based-therapy

Inclusion Criteria

SCREENING: 28 DAYS TREATMENT: 12 WEEKS FOLLOW-UP: 52 WEEKS

Week 26: 
Primary endpoint

Week 52: 
Secondary endpoint

FOLLOW-UP: 26 WEEKS
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• Adult participants with T2D who are not achieving 
glycemic targets despite GLP-1-based therapy

• HbA1c ≥7.5% and ≤9.5%

• BMI 25 to 40 kg/m2 

• Background therapy maintained unless rescue required

To demonstrate that icovamenib 

100 mg once daily for 12 weeks is 

superior to placebo for glycemic 

control at Week 26 and Week 52

• Mean change in HbA1c from baseline at 
Week 26 and 52

• Mean change in fasting plasma glucose 
(FPG) from baseline at Week 26

• Safety

Objectives Endpoints Inclusion Criteria



An investigational next-generation oral 
GLP-1 receptor agonist for obesity

BMF-650

Preclinical results and clinical overview



Improved 
PK Profile

Greater oral exposure with 

lower variability observed in 

preclinical studies

Generally 
Favorable 

Safety Profile
Better tolerability associated 

with higher plasma protein 

binding in preclinical 

models

Patient Friendly 
Design

Oral delivery with the 

potential for simplified dose 

escalation 

• Only 3 of 10 patients remain on GLP-1 therapy 
at one year due to tolerability, GI effects and 
complexity of use. 

• An oral agent with improved tolerability could 
potentially expand the long-term use.

Greater therapeutic 
window matters

Developed to deliver strong efficacy with improved oral tolerability
An Investigational Next-Generation Oral GLP-1 Receptor Agonist

BMF-650

1. Khan, et al. JAMA 2024 doi:10.1001/jama.2024.22284.

1
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Proposed differentiated properties of BMF-650



Disclaimer: No head-to-head studies of BMF-650 and CT-996 have been conducted. Comparing results from different preclinical studies may be unreliable due to differences in study designs, study endpoints, and other parameters.

BMF-650 up to ~15% body weight reduction after 28-days

BMF-650 demonstrated robust, dose dependent weight loss in 
obese monkeys
Weight loss in cross-study comparison with CT-996 (Roche/Carmot), while not head-to-head appeared favorable 

CT-996 body weight change

Literature data; Carmot Therapeutics (now part of the Roche group), ADA 

2024.

BMF-650 | PRECLINICALBMF-650 | PRECLINICAL
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10 mg (fasted)

25 mg (fed)25 mg (fasted)

50 mg (fasted)

100 mg (fed)100 mg (fasted)

200 mg (fasted)

Design

BMF-650  | GLP-131

A Randomized, Double-blind, Placebo-controlled, FIH Study of an 
Oral Non-peptide GLP-1 Receptor Agonist
Part 1 is a single ascending dose (SAD) study and Part 2 is a multiple ascending dose (MAD) study.

Single Ascending Dose (SAD) Multiple Ascending Dose (MAD)

Objectives Safety and tolerability, PK, and food effect Safety and tolerability, and efficacy (weight-loss)

Eligibility Healthy overweight or obese patients

(BMI 25.0–40.0 kg/m²)

Healthy overweight or obese patients

(BMI 30.0–45.0 kg/m²)

10 mg → 25 mg → 50 mg → 100 mg

COHORT

1

2

3

4

BMF-650 active drug

placebo

50 mg → 100 mg → 200 mg → 200 mg

75 mg → 150 mg → 300 mg → 300 mg

75 mg → 200 mg → 400 mg → 400 mg

7 DAYS → 7 DAYS → 7 DAYS → 21 DAYS

5 cohorts 

N=40 N=40

x 4 cohorts x

Body weight at 

Baseline versus 
Day 28 and Day 42 

on treatment

17



Program Indications Pre-clinical Phase I Phase II Phase III Key Catalysts 

Obesity
Phase I weight reduction 

data expected Q2 2026

Phase II 26-week data 

(primary endpoint) 

anticipated 4Q 2026

COVALENT-211 (study initiated)

GLP-131 (study enrolling)

Biomea Fusion pipeline – targeting diabetes & obesity
Biomea Fusion retains full worldwide rights across all programs

COVALENT-212 (study initiated)

52-week follow-up data 

presented 4Q 2025

52-week follow-up data 

expected in Q2 2026

COVALENT-111 (study completed)
Type 2 diabetes
Patients – all comers

Type 1 diabetes
Patients – all comers

Patients not controlled on 

GLP-1-based therapies

Type 2 diabetes

Type 2 diabetes
Patients with Insulin-

deficiency

COVALENT-112 (study completed)

BMF-650

ICOVAMENIB

ICOVAMENIB

ICOVAMENIB

18

Phase II 26-week data 

(primary endpoint) 

anticipated 4Q 2026



THANK YOU

(NASDAQ: BMEA)
For questions or inquiries, please reach out to
Meichiel Weiss at ir@biomeafusion.com

www.biomeafusion.com
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