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Presenter Notes
Presentation Notes
Did you know ever day we tear, and repair, millions of muscle fibers throughout your bodies keeping us strong and active.

The problem we’re solving, muscle wasting, is when the body’s muscle repair systems are broken and can’t keep up.

I’m David Craig, President and CEO of Sarcomatrix.  

Our mission is to restore the body's natural ability to repair damaged muscles.

We see three major markets. 
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Muscular Dystrophies, all caused by genetic defects. 

These patients live most their lives wheelchair bound, and die of cardiac or respiratory failure in their 30s.
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75% of cancer patients experience muscle wasting, which reduces outcomes


Sarcopenia
(Aging)
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Most of us, regardless how well you take care of yourselves, exercise, eating well, will experience muscle loss as you age into your 70s and beyond.

What does this lead to, balance issues, falls and hospitalizations. 



a/B1 Integrin Controls Muscle Repair
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The switch that triggers muscle repair is a protein on the surface of a muscle fiber, α7β1 integrin. 

As an example, after regular exercise α7β1 integrin increases up to 300%.

Our competitive advantage, our patented drugs that increase this protein up to 300%.



Market Opportunity Huge — Start with Muscular Dystrophy

DMD Indication
- $180,000 per patient per year
Competitors $750,000 to $3.2M per patient

- Peak sales $1B = 5,555 patients Sarcopenia DMD Globall1)

- Positioned first line and combo S12 bn

S3 bn

Cachexia

2024 CAGR > 10% 2033

Duchenne + Beckers

100K
Patients US and EU

1st Market
Muscular

Dystrophies

Tam B SAM B Ssom


Presenter Notes
Presentation Notes
Each market is worth billions. 

Our strategy, to build the next great biotech company starting with muscular dystrophies.

This $3B market today is projected to quadruple to $12B by 2033. 

https://josr-online.biomedcentral.com/articles/10.1186/s13018-022-02996-8

Muscular Dystrophy
No Effective Treatments Unmet Needs

o cures Effective
30 Types

>10,000 mutations

Affordable

Skeletal + Smooth + Cardiac

Combination Treatments Ea Sy t() Ta ke
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Threating muscular dystrophies is hard and there are no cures. 

There are 30 different types with greater than 10,000 genetic  mutations, and three types of muscle, skeletal, cardiac and smooth. 

The few drugs on the market today, treat only 1 type of muscular dystrophy, and support one muscle type, skeletal. 

There are three unmet needs: 
Effective 
Affordable 
Easy to take





Early Studies Successful

Increase a7B1 integrin expression P<0.001
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Our preclinical studies have shown promising results for S-969, demonstrating significant muscle regeneration and improved function in disease models. 

As an example, we see a significant increase in integrin expression in human muscle cell lines.

The mice in our 20-month studies live significantly longer, with healthier hearts and stronger muscles.

Although early, in dogs S-969 is well tolerated, appears safe, and shows significant and sustained decreases in muscle biomarkers like creatinine kinase. 
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Earlier I mentioned the cause of early death with muscular dystrophy patients is cardiac or respiratory failure.  This is because the heart and diaphragm muscles never rest and wear out. 

Unlike our competitors, our drugs support all types of muscle, including the heart and diaphragm.  

Another competitive advantage. 


Solves Unmet Needs: Effective, Affordable, Easy

Treatment Cost/Patient Dystrophy Type Muscle Type

Skeletal Smooth
S-969 0.18M All
’ Cardiac Q*
Exon Skipping'? S1.5M DMD Skeletal f
Gene Therapy? S3M DMD TBD f
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Our lead drug, S-969 addresses all these unmet needs.

Will likely help all types of muscular dystrophy, and muscle.

Our once daily pill doesn’t require hospitalization, like  our competition. 

We’re committed to affordable pricing, unlike our competitors that are charging as much as $1.5M per patient per year, or $3.2M one time treatment. 


Advancing to First-In-Human Trials in 2025 5-969

CRO Performed Studies mMdx4CV PreClinical Mouse Studies

Pathway Assessment Safety-Toxicity Evaluation

Receptor Binding Assessment Serum Pharmacokinetic Profile

Tier 1 Safety Scan Tissue Pharmacodynamics

hERG Calcium Channel Inhibition 10-week Efficacy (Skeletal Muscle)

Compound Stability 52-week Efficacy (Skeletal Muscle)

Aged Cardiac Efficacy
In Vitro Myogenic Cell Studies

IND-Enabling Studies

Myoblast and Myotube Screening

SAR Screening GMP Manufacturing

On Target Activity GRMD* Pharmacokinetics

a7B1 Integrin Sarcolemma Exposure GRMD Dose Escalation Study

I Completed In Progress In Planning GRMD Efficacy Study
NHP PK/PD Study

GRMD* Golden Retriever Muscular Dystrophy — large animal IND enabling
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We’ve completed most of the IND enabling studies and will file an IND with the FDA in 2025.


Clear Path to First-in-Human Trials

2025 pAOPAS 2027 2028 2029 2030 2031 2032

Chemistry and Mfg.
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Non-Clinical Studies
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FDA project lead

IND Accelerated Senior FDA staff meetings
Filing Approval

Rolling FDA review

Clinical Studies 50% COSt
D 2 FDA

Commercial
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Special FDA programs support accelerated approval based on biomarkers. 

Leveraging AI, we’ve identified a pool of eligible patients that meet our selection criteria. 

Using a global platform and distributed trial solutions, we have a very efficient systems to execute clinical trials. 


Largest |IP Portfolio Worldwide

SARCOMATRIX

 First Generation S-969 method
Novartis AG >0 USA and Canada through 2033

Santhera Pharmaceuticals AG 48
* Second generation method

Brgr LI 34 and utility patents in progress
Sarepta Therapeutics, Inc. 31

 Laminin-111 Orphan Drug in EU
Ottawa Hospital Research Institute 28
French Natl. Inst. of Health 28 * All programs eligible for Fast

Track, Accelerated Approval, and

Fulcrum Therapeutics Inc 26

Orphan Drug exclusivity and
De La Recherche Sci. 24 reduced flllng fees

Reagents of Univ Calf. 24
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We have a huge patent portfolio. 



Experienced Leadership Team

Experience Developing & Commercializing 20+ drugs;
World Class Scientific and Business Advisors

J.P
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Scientific Advisors Business Advisors

Professor Dean Burkin, PhD @ Schinol of Medictie Mick Hitchcock, PhD Chairman 2 RENOGENYX
Professor Rachelle H. Crosbie-Watson, PhD Health | Sheldon Koenig, MBA President & CEO cSPERION
Professor Jeffrey Chamberlain, PhD | Reza Oliyai, PhD President & CEO Reza Oliyai

DUNN

€y HARVARD Danna Dunn President i

MEDICAL SCHOOL
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f Acacium Grou

*Full time employment or Advisory pending funding
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Our leadership team has developed and commercialized more than 20 blockbusters. 

I’ve spent decades helping founders like George Rathman at Amgen, John Martin at Gilead and Bill Liss at Portola build their companies an lunch their first to market blockbusters. 

We have world class scientific and business advisors. 


Seed of S5M Advances to First-in-Human Studies
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IND Enabling Studies and
Regulatory filing
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With $300K raised to date, with $1M soft circled of a $5M Seed round. 

$5M takes us to first in human studies, a critical inflection point. 

Our ask; reach out an connect with us to learn more about this opportunity. 




SARCOMATRIX

Unigue Mechanism of All Muscular Dystrophy Experienced, Effective and

Action Types and Mutations Passionate Management

David Craig, MBA President CEO Cell +01 415-246-3311 david.craig@sarcomatrix.com
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Join us in this transformative journey. 

As you’ll likely be helping someone you know today, and yourself in the future. 

Thank you.
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Portfolio of Small Molecules and Proteins
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Although we have a broad portfolio, we’re laser focused on advancing our lead S-969 with a first indication of Duchenne muscular dystrophy.  

I’ll spend the rest of the talk on this lead. 




Value Step Up — Seed to IPO, SM

$4§JI\/I Seed Assumptions
Pre Seed Round Pre-Money Valuation $20,000,000
Crossover shareholders Seed Round New Investment S5,000,000
Available Seed Round Option Pool 12%

Series A Assumptions
Series A Shareholder

; Series A Pre-Money Valuation S50,000,000
100M
@ Series A New Investment S50,000,000
$170M Available Series A Option Pool 12%
Pre Seed Shareholders

Crossover Assumptions

Crossover Pre-Money Valuation S170,000,000
S50M
@ Option Pool Crossover New Investment $100,000,000
S5M >50M 1 Available Cross Over Option Pool 12%
@ Pre _
IPO Assumptions
S20M :
Pre 32 =auElEre IPO Pre-Money Valuation $405,000,000
i“ 50 IPO Raise $150,000,000
Available IPO Option Pool 12%

Seed Series A Crossower IPO



Solution — Unique Mechanism of Action Addressing
Unique Targets
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The two most important muscle-stabilizing proteins are the Dystrophin Glycoprotein Complex and the α7β1 integrin complex.

They work independently and synergistically together.

However, what makes α7β1 integrin unique, it’s the primary mechanotransducer that triggers muscle regeneration, or myogenesis.







#1 NEW YORK TIMES BESTSELLER Peter Attia, M.D.

Muscle mass and strength are among the most
O U T L | v E important predictors of how well we age.

It’s not just about extending lifespan, but
THE SCIENCE & ART increasing healthspan—the years we spend living

in good health.
OF LONGEVITY

Sarcopenia, or the loss of muscle mass with age,

PETER ATTIA MD Is one of the biggest predictors of mortality.
-

WEER 3111 QA7 =w The more muscle you have as you age, the better
your outcomes in terms of avoiding frailty, falls,
and the general decline associated with aging.

RETHINKING MEDICINE F TO LIVE BETTER LONGER
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