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Presentation access information
Investor Update and Slide Presentation Information:
Date: June 18, 2019
Time: 2:00 p.m. (PDT)
Conference Audio
Dial-in U.S. and Canada: (800) 289-0438
Dial-in International: (323) 794-2423
Conference ID No.: 3593731
Slide Presentation
Go to www.webex.com, click on the ‘Join’ button and enter meeting number 929 745 933 and Password CWBR, or
Go to www.cohbar.com and click on Annual Shareholder Presentation at top of homepage.

An audio recording of the call will be available beginning at 5:00 p.m. (PDT) on June 18, 2019, through July 9, 2019. To access the
recording please dial 1-844-512-2921 in the U.S. and Canada, or 1-412-317-6671 internationally, and reference Conference ID No.
3593731. The audio recording along with the slide presentation will also be available at www.cohbar.com during the same period.
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Forward Looking Statements
This presentation includes forward-looking statements which are not historical facts within the meaning of the Private Securities Litigation
Reform Act of 1995. Forward-looking statements are based only on our current beliefs, expectations and assumptions regarding the future
of our business, future plans and strategies, projections, anticipated events and other future conditions. In some cases you can identify
these statements by forward-looking words such as “believe,” “may,” “will,” “estimate,” “continue,” “anticipate,” “intend,” “could,” “should,”
“would,” “project,” “plan,” “expect,” “goal,” “seek,” “future,” “likely” or the negative or plural of these words or similar expressions. Examples of
such forward-looking statements including but not limited to statements regarding anticipated outcomes of research and clinical trials for our
lead candidate, CB4211, or other mitochondria based therapeutic (MBT) candidates; expectations regarding the future market for any drug
we may develop; expectations regarding the growth of MBTs as a significant future class of drug products; statements regarding future
partnership and collaboration opportunities; statements regarding anticipated therapeutic properties and potential of our MBTs or the
properties, potential and effects of newly-discovered mitochondrial-derived peptides; statements regarding our capital resources and future
financing plans, including our ability to successfully undertake financing activities; and expectations regarding our ability to effectively protect
and expand our intellectual property. You are cautioned that such statements are not guarantees of future performance and that actual
results or developments may differ materially from those set forth in these forward looking statements. Factors that could cause actual
results to differ materially from these forward-looking statements include: our ability to successfully advance drug discovery and
development programs, including the delay or termination of ongoing clinical trials; our possible inability to mitigate the prevalence and/or
persistence of the injection site reactions, receipt of unfavorable feedback from regulators regarding the safety or tolerability of CB4211 or
the possibility of other developments affecting the viability of CB4211 as a clinical candidate or its commercial potential; results that are
different from earlier data results including less favorable than and that may not support further clinical development; our ability to raise
additional capital when necessary to continue our operations; our ability to recruit and retain key management and scientific personnel; and
our ability to establish and maintain partnerships with corporate and industry partners. Additional assumptions, risks and uncertainties are
described in detail in our registration statements, reports and other filings with the Securities and Exchange Commission and applicable
Canadian securities regulators, including the “Risk Factors” set forth in our Annual Report on Form 10-K, as supplemented by our quarterly
reports on Form 10-Q. The forward-looking statements and other information contained in this presentation are made as of the date hereof
and CohBar, Inc. does not undertake any obligation to update publicly or revise any forward-looking statements or information, whether as a
result of new information, future events or otherwise, unless so required by applicable securities laws.
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Why Mitochondria?
From time to time, a new biological vista opens up which promises to powerfully augment the
direction of clinical research with new therapeutic agents. Think of the impact of how the discovery
of antibody biology led to the creation of monoclonal antibodies, and then to their use as treatments
- treatments like Humira which help millions of people today. This is why I became fascinated with
mitochondria five years ago.
I believe we are seeing such a vast biological vista opening up with mitochondria. Although
evidence of the role of mitochondria as a root cause in chronic diseases and aging has been
growing, it is clear that mitochondria are more than just the powerhouse of the cell, rather they are
key bioenergetic systems which have evolved sensing and signaling methods, and now even drug
generating capabilities that few dreamed of a few years ago. As a result of these findings, I have
been looking for the right company ever since.
Steven Engle, CohBar CEO
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CohBar: Mitochondria Based Therapeutics designed to treat chronic
diseases and to increase healthy lifespan
Mitochondria: Central role in energy production, signaling and communication. Mitochondrial
dysfunction may play a pivotal role in chronic diseases.
Platform Technology: Evaluation of over 100 peptides encoded in the mitochondrial DNA and their
analogs for potential development into novel therapeutics
Clinical stage: CB4211 in Phase 1a/1b trial for NASH and obesity. Improvement in NAS score, liver fat
and triglyceride levels and body weight reduction shown in preclinical models
Multiple new peptides have wide range of effects in models: Improved glucose tolerance in Type 2
diabetes, enhanced killing of cancer cells by human blood cells in vitro, antifibrotic effects in IPF
IP: 65+ CohBar patent filings, 8 issued patents licensed from UCLA/Albert Einstein/Mayo Clinic
Experienced team: Successful track record of drug discovery, development and partnerships
Financial: $19.5M 1Q 2019, runway expected into mid 2020, NASDAQ: CWBR
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Year in Review (2018/2019)
Research and Development:
• Initiated first MBT clinical trial of CB4211, trial ongoing
• Advanced new peptides with expanded disease targets
• Discovered novel Mechanism of Action in new family of peptides, presented at ADA
Funding
• Completed $20M Controlled Equity Offering
Investor Engagement
• Broadened awareness with conference presentations, panels and investor meetings
• Hosted mitochondria key opinion leader seminar
Leadership and Board
• Expanded Board of Directors
• Appointed new CEO
Partnering
• Increasing interest in “mitochondrial medicine” from pharma
• Focusing on CB4211 in the clinic and preclinical peptides
Intellectual Property
• Expanding portfolio of licensed patents and CohBar patent applications
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Research in aging and age-related diseases increasingly focused
on mitochondrial biology (“Mitochondrial Medicine”)
A Mitochondrial Paradigm of Metabolic and Degenerative Diseases, Aging, and Cancer:
A Dawn for Evolutionary Medicine:
“….. Mitochondria are the only human genetic system that embodies the features necessary to
explain the observed characteristics of the common age-related diseases…....mitochondrial decline
and mtDNA damage are central to the etiology of the age-related metabolic and degenerative
diseases, aging, and cancer.
Douglas C. Wallace, Annu Rev Genet. 2005; 39: 359.
The Mitochondrial Basis of Aging and Age-Related Disorders:
“Mitochondrial dysfunction is linked to various aspects of aging….... Mitochondrial dysfunction is also
implicated in numerous age-related pathologies including neurodegenerative and cardiovascular
disorders, diabetes, obesity and cancer.
Genes (Basel). 2017 Dec; 8(12): 398.
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Mitochondria News: Central role in energy production, sensing, regulation,
aging and disease
Diseases associated with mitochondrial dysfunction/decline

• Once considered solely the powerhouse of the
cell, driving energy production and metabolism
• Now established as a major player in human
health, with mitochondrial dysfunction and
decline associated with disease and aging
• Newly established and diverse roles in cellular
signaling and communication beyond energy
production
• Mitochondrial derived peptides: recently
discovered signaling peptides encoded in mtDNA

Adapted from Nature Reviews Molecular Cell Biology volume19, pages77–92 (2018)
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CohBar harnessing the potential of mitochondrial biology
• Two sources of DNA, or genomes, in a cell

Nuclear DNA

• Mitochondria have their own genome and
copies of mitochondrial DNA
• Mitochondrial DNA encodes 37 genes,
including 13 proteins essential for life and
energy production in a cell
MDPs

• CohBar founders discovered the first
Mitochondrial Derived Peptides (MDPs),
“genes within genes,” and demonstrated their
potential as a new class of therapeutics
• MDPs are secreted signaling peptides
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Mitochondrial derived peptides (MDPs): A new source of therapeutic
candidates
• CohBar has discovered over 100 MDPs
and related analogs
• Evolutionary biology: Developed and
conserved across species
• Emerging role in regulating metabolic
homeostasis and aging
• Potential utility for a diverse range of
diseases associated with aging

Adapted from Lee, Changhan & Yen, Kelvin & Cohen, Pinchas (2015)
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Platform Technology: Evaluation of over 100 peptides encoded in the
mitochondrial DNA and their analogs for development into novel therapeutics
Mitochondria
(Powerhouse of the Cell)

Mitochondria
Derived Peptide (“MDP”)

1

Optimized Peptide
(“Analog”)

2

Mitochondria Based
Therapeutic (“MBT”)

3

Identify

Optimize

Develop and Partner

Identify/characterize peptides
with biological activity encoded
within mitochondria

Optimize drug like properties

Prioritize for internal clinical
development and partnership
opportunities

File Intellectual Property
(“Own the Space”)
Explore and quantify therapeutic
potential across diseases

Proprietary assays,
Disease models
Match analogs with greatest
therapeutic potential to medical
needs and market opportunities

Advance lead therapeutic
candidates to the clinic
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Mitochondrial Based Therapeutics: Potential Disease Targets
• Type 2 Diabetes
• Non-alcoholic steatohepatitis (NASH)
• Obesity
• Cancer
• Cardiovascular Disease
• Pulmonary Disease
• Kidney Disease
• Neurodegenerative Diseases
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Current Disease Focus: NASH, obesity and type 2 diabetes

Obesity
40%

NAFLD
27-34%
NASH

Morbid
T2D
Obesity
Obesity
NASHT2D

CohBar’s Current
Disease Focus

Pre-diabetes
37%

% = Percentage of US Adult Population - 242 Million
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CohBar Pipeline
Target Indication

Preclinical
Discovery and Optimization

IND Enabling
Activities

Phase 1

CB4211
NASH
Obesity
New Peptides

CohBar’s Expanding Pipeline
NASH and Obesity

Type 2 Diabetes
Fibrotic Diseases
Cancer
Other Age-related Diseases
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Intellectual Property Strategy - Robust IP portfolio puts CohBar in a
leadership position in mitochondria based therapeutics
• Licensed MDPs from UCLA/Albert Einstein/Mayo Clinic
- 8 Issued patents and multiple pending applications
• CohBar patent applications
- PCT and National Stage filings covering our lead clinical candidate CB4211
- Broad claims directed to CB4211 and analogs for composition & methods of use
- 65+ provisional patent applications
- Composition of matter and methods of use of more than 100 new mitochondrially
encoded peptides and their novel and improved analogs

``
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Experienced Team: Successful track record of drug discovery,
development and partnerships
Management
Steven Engle
Chief Executive Officer

Kenneth Cundy, PhD.
Chief Scientific Officer

Prior Experience
20+ years of leadership experience with public biotech companies
Development of breakthrough products in metabolic, autoimmune,
oncologic, and infectious disease areas
30+ years of drug discovery and development experience
Development of 15 drugs with $100B+ in sales (including Hepsera® ,
Tamiflu® , Viread® and Horizant® )

Jeffrey Biunno, CPA, MBA
Chief Financial Officer,
Secretary and Treasurer

30+ years of financial experience

Jon Stern, MBA
Chief Operating Officer,
Director

Chief Executive Officer of CohBar from October 2013 to March 2016

Sterling
Winthrop

Public, small, medium and large-cap companies
Participated in three sales transactions

Appointed to CohBar’s Board of Directors in May 2014
Experienced building small and large companies in diverse industries
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New Leadership: Steven Engle, CEO
• Background: Biotech leadership over two decades:
• Chairman and CEO, XOMA and La Jolla Pharmaceutica
• Led teams in drug discovery and development (biologics/antibodies, small molecules)
• Diseases: metabolic (T2D), autoimmune (lupus, RA, etc.), oncologic (multiple), infectious diseases
• FDA approval and commercialization (Nicotrol), manufacturing plants
• Institutional investors: Orbimed, Wellington, Deerfield; Venture like Domain, NEA; and HNW
• Banks: Cowen, Oppenheimer, Wedbush, Cannacord, Roth, Wainwright, JPM, Ladenberg
• Partners: Merck, Pfizer, Novartis, Servier, Takeda, Genentech, USG, and others
• Fundraising: over $350M including IPO
• Former Board Director of BIO, Vice Chair BayBio, and Chair BIOCOM
Why mitochondrial medicine? A wave is rising, similar to antibodies and drug delivery. Studying it for 5 years.
What is the need?
• A major challenge that pharmacos are having is exemplified by Alzheimer’s, oncology, etc.
Why CohBar? Positioned with multiple therapeutic opportunities based on breakthroughs and strongly novel IP
What is the opportunity?
• To change the health of hundreds of millions, increase healthspan, target multiple disease areas, and build
a great and valuable company
17

Financial: $19.5M, 1Q 2019
Expected Runway: mid 2020
NASDAQ: CWBR

2001

2016

First MDP co-discovered
by CohBar founders

2015
TSXV IPO
OTCQX listed

2009
Founded

CB4211 IND
enabling activities
New MDPs
discovered

2017

2018/2019

NASDAQ listed

First clinical trial for CB4211
initiated

CB4211 IND prep
MDP evaluation
and optimization
ongoing

CB4211 MOA data presented at
2018 ADA conference
MOA data presented on new
peptide family targeting type 2
diabetes at 2019 ADA conference

CohBar lab
Established

UCLA lab
established
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Research and Development Programs
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CB4211: Lead MBT candidate in Phase 1a/1b trial for NASH and obesity
• Optimized analog of the mitochondrial peptide MOTS-c (Cell Metabolism, March 3, 2015)
• Preclinical data:
- Reduction in the NAFLD Activity Score (NAS) in STAM® mice
- Improvement in liver triglycerides and plasma ALT
- Selective normalization of body weight in obese animals
• Novel Mechanism of Action: Enhances insulin effects on fat cells (adipocytes) leading to
reduction of liver fat
• Synergistic effect with GLP-1 and PPARy agonist in animal models of NASH and obesity
• Phase 1a/1b trial with an activity readout relevant to NASH and obesity
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CB4211: Phase 1a/1b clinical study design
Conventional Phase 1a SAD/MAD in healthy non-obese subjects
• Safety, tolerability, PK, selection of maximum dose, cardiovascular safety assessment (randomized, double-blind,
placebo controlled), MAD treatment period 7 days.
Placebo controlled Phase 1b arm in obese subjects with NAFLD
• Exploratory activity study
• 4-week treatment period with once daily subcutaneous dosing at maximum well tolerated dose
Activity assessed by change in liver fat (MRI-PDFF), body weight, and biomarkers
• Data on changes in liver fat (foundational event of NASH), body weight (primary endpoint for obesity), and
biomarkers relevant to NASH, obesity, and metabolic disease.

Single Ascending Dose
Multiple Ascending Dose
Phase 1b (NAFLD and Obese)
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CB4211: Phase 1a/1b Study has Resumed Dosing
• Dosing was suspended to address mild but persistent injection site lumps
• Plan developed to mitigate the issue. Review completed with the FDA.
• Dosing resumed June 18, 2019
• Next steps:
• Complete remaining SAD/MAD dose selection Phase 1a stage
• Select the final dose for Phase 1b
• Enroll and complete the 4 week Phase 1b in obese subjects with NAFLD
• Estimated timing for topline activity data: Q2 or Q3 of 2020
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CB4211: Novel Mechanism of Action Relevant to NASH
Targeting Free Fatty Acid Release from Fat Cells

Molecular Mechanism – Enhances Insulin Signaling

Inhibition/Regulation of Lipolysis

Regulation of Insulin Signaling

• NALFD: excess free fatty acid released from abdominal
fat cells by lipolysis - flows directly to the liver

• Insulin receptor and insulin signaling play a central role in
metabolic regulation

• Excess fatty acid in liver leads to NASH: liver fat deposits,
inflammation, fibrosis, cirrhosis, and ultimately liver cancer

• CB4211 enhances the action of insulin in vitro:

• Inhibiting lipolysis reduces fatty acid release
SYSTEMIC
CIRCULATION

SUBCUTANEOUS
ADIPOSE TISSUE

•
•
•
•

Inhibits lipolysis in fat cells (adipocytes)
Decreases free fatty acid release to liver
Decreases glucose production by liver cells
Increases glucose consumption by muscle cells.

• Molecular mechanism of action presented at ADA in June
2018: CB4211 is a Potential Treatment for Metabolic
Diseases with Novel Mechanism of Action: Sensitization
of the Insulin Receptor
Splanchnic
FFA Delivery

HEPATOCYTE

PORTAL VEIN
VISCERAL
ADIPOSE TISSUE

• Further evidence that some MDP’s are important
regulators of key metabolic pathways in the body

Source: Nutrients 2015,7, 9453–9474
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CB4211: Synergy with GLP-1 Agonist in NASH model enhances reduction
in body weight and liver fat
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CB4211: Synergy with PPARɣ agonist in diabetes model enhances
glucose tolerance
Synergistic Effect of CB4211 and Pioglitazone on Glucose Tolerance1
(14 Day Zucker Diabetic Rat Model of Type 2 Diabetes)
Glucose
Tolerance
ipGTT
Day 16 Test – Blood Glucose Levels
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CohBar data on file.
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Multiple new peptides with wide range of effects in preclinical models:
Improved glucose tolerance (T2DM model), antifibrotic effects (IPF model),
enhanced killing of cancer cells (in vitro immuno-oncology model)
CB5064 (MDP064) Peptide Analogs for Type 2 Diabetes:
• Improved weight loss and glucose tolerance in DIO mouse model
• MOA involves interaction with the apelin receptor, presented at ADA 2019
New Peptide Analogs for Fibrotic Diseases:
• Decreased biomarkers of fibrosis in cultured human cells
• Decreased fibrosis in mouse pulmonary fibrosis model
• Significantly improved lung histopathology (Ashcroft Score)
New Peptide Analogs for Cancer:
• Enhanced killing of cancer cells by human blood cells (PBMCs) in vitro
• Potential utility for immuno-oncology indications alone or in combination
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CB5064 (MDP064) Analogs: Improve Body Weight and Glucose Tolerance
in DIO Mice and Demonstrate Selective Agonism at the Apelin Receptor
Body Weight/Fat Mass Reduction
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• Data presented at American Diabetes Association,
79th Scientific Sessions, June 2019
• CB5064 (MDP064) is a new mitochondrial derived
peptide discovered by CohBar
• CB5064 analogs produced body weight and fat mass
reduction in DIO mice (dosed once daily for 10 days)
• Greater body weight loss vs. liraglutide control
• Greater fat mass loss vs. liraglutide
• CB5064 analogs improved glucose tolerance in DIO
mice after 10 days of dosing
• Lower blood glucose excursion following a bolus
injection of glucose (glucose tolerance test)

120

Source: Grindstaff KG et al. ADA Poster Presentation LB-296, June 9, 2019.
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CB5064 (MDP064) Analogs: Improve Body Weight and Glucose Tolerance
in DIO Mice and Demonstrate Selective Agonism at the Apelin Receptor

100
75

Apelin

• MoA explored in external receptor screening assays
• Identified selective interaction with the apelin receptor
• Interaction confirmed in CohBar’s internal assays

CB5064 Analogs

50

• Apelin is a natural hormone widely expressed in
adipose tissue, heart, lung, kidney, liver, brain, etc.
• Apelin plays a key role in energy metabolism,
cardiovascular function, fluid homeostasis,
angiogenesis, and in diabetic complications
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• CB5064 analogs are a novel class of peptides with
potential for treatment of type 2 diabetes and other
metabolic diseases
Source: Grindstaff KG et al. ADA Poster Presentation LB-296, June 9, 2019.
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New MBT #2 Peptide Analogs for Fibrotic Diseases: Evidence of
Antifibrotic Effects in Lung Cells
Decreased Expression of Fibrosis Biomarkers in Cultured Lung Cells1
Biomarkers of Fibrosis

*
Protein
Expression
****
*
*
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Percent of Control
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* *

*
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Collagen III
aSMA

*
**
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40

Collagen I

**Biomarkers of Fibrosis
**

**

20
0

*

*

• Co-culture of lung epithelial cells and lung
fibroblasts
Collagen
I

(Eurofins)

Collagen
III
• Treatment

with peptide or vehicle for 3 days

aSMC

• Protein biomarker expression determined by
specific validated assays

CB5138O (M)

• Result compared to vehicle treated control

20
0

New peptide analog with potential antifibrotic effects

• Significant reduction in fibrosis biomarkers:
0 0.3 1 3 10

0 0.3 1 3 10

0 0.3 1 3 10

CB5138O (M)
New MBT #2 Concentration (µM)

• Collagen Type I, Collagen Type III and αSMA
(alpha-smooth muscle actin)
1 CohBar

Preliminary Data on File
29

New MBT #2 Peptide Analogs for Fibrotic Diseases: Effective in Mouse
Model of Pulmonary Fibrosis
Decreased Lung Fibrosis in Bleomycin-Induced Fibrosis Mouse Model1

Effect of CB5138O on Lung Fibrosis
p<0.05

Ashcroft Score

4

New Peptide Significantly Reduced Ashcroft Score
• Ashcroft Score - objective measure of lung tissue
damage and fibrotic changes by microscopy

3

• Mice treated with intratracheal bleomycin to
induce lung fibrosis

2

• Vehicle treatment alone did not prevent fibrosis
1

• Preventive treatment with New MBT #2 led to
significant reduction in Ashcroft Score @ 3 weeks

0

• New MBT #2 also decreased lung collagen
deposits (hydroxyproline biomarker)

Normal

CB5138O
MBT #2
Vehicle New
Bleomycin

• In vivo translation of the in vitro antifibrotic effects
1 CohBar

Preliminary Data on File
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MBT #2 Peptide Analogs for Fibrotic Diseases: In vivo evidence of
antifibrotic effect - improved lung histopathology in mouse pulmonary
fibrosis model1
Lung Tissue of
Normal Mice (Day 21)

Mice Exposed to Bleomycin and
Treated with Vehicle (Day 21)

Mice Exposed to Bleomycin and
Treated with New MBT #2 (Day 21)

V
Normal Healthy Lung
Tissue

Damaged Lung Structure
And Fibrous Changes

Red arrows - fibrous knots
(Representative Slides at 100x Magnification)

V
Evidence of Protection from
Bleomycin Induced Fibrosis

V - blood vessel
1 CohBar

Preliminary Data on File
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MBT #2 Peptide Analogs for Fibrotic Diseases: Antifibrotic activity vs
published data
Published Data for MN-001 (tipelukast) in
the Same Bleomycin-Induced Fibrosis
Model at 3 weeks1

Preliminary Data for MBT #2

Effect of CB5138O on Lung Fibrosis

Ashcroft Score

4

p<0.05

3
2
1
0

Normal Vehicle MBT #2
• MN-001 (Medicinova):
• In Phase 2 clinical trial for IPF and entering P2 for NASH
• Down-regulates fibrotic genes: LOXL2, Collagen Type 1
and TIMP-1
1 Source:

Matsuda K. ICLAF Meeting, 2017.

Bleomycin

• MBT #2: Down-regulates expression of fibrotic
proteins: Collagen Type 1, Collagen Type III,
and αSMA
2 CohBar

Preliminary Data on File
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MBT #3 Peptide Analogs for Cancer: Enhances the killing of cancer
cells by human blood cells, potential for use in immuno-oncology
All
Cells

Cancer
Cells

Vehicle
Control

MBT #3

• MBT #3 produced a highly significant, p<0.001,
reduction in number of cancer cells in the
presence of PBMCs. No effect without PBMCs.
• Co-culture of peripheral blood mononuclear cells
(PBMCs) -T-cells, B-cells and NK-cells - with
human cancer cells -SKMEL28 melanoma cells
• Cells stimulated with LPS to induce immune
response. Treated with peptide or vehicle control
for 48 hours and cells quantified by selective
staining and image analysis
• Additional MBTs show efficacy in this model

(Representative images – Phenovista Biosciences)

1 CohBar

Preliminary Data on File
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CohBar Pipeline
Target Indication

Preclinical
Discovery and Optimization

IND Enabling
Activities

Phase 1

CB4211
NASH
Obesity
New Peptides

CohBar’s Expanding Pipeline
NASH and Obesity

Type 2 Diabetes
Fibrotic Diseases
Cancer
Other Age-related Diseases
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New Peptide Opportunities
Year in Review 2018/2019
Plan 2019/2020
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CB4211 for NASH and Obesity
NASH
• US Patients: Estimated 12-29 million
• Addressable market could exceed $40 billion
• No approved therapeutics
- Numerous drugs in development
• Diagnosis and treatment rapidly evolving
• Combination therapy: multiple mechanisms needed to
address different stages of the disease
• Expecting multiple blockbuster drugs
• Increasingly linked to comorbidities: obesity, T2D,
cancer and cardiovascular disease
• There have been multiple partnerships established and
large amounts of funds are being spent on programs
• As in any new complex disease area, there will be speed
bumps in the development efforts of companies

Obesity
• US Patients: Estimated 80 million
• Currently $4 billion
• No safe and effective therapeutics
- Substantial cardiovascular risks
- Insufficient body weight loss
• Inexpensive generics prescribed except for Saxenda,
injectible GLP-1 and revenue leader
• Increasingly linked to comorbidities: NASH, T2D, cancer
and cardiovascular disease
• Existing mechanisms for obesity are considered “toxic”,
novel mechanisms are attractive
• Treating obesity is complementary to the treatment of
NASH
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New Peptides for Fibrotic Diseases
Fibrosis is a major source of organ failure in an aging
population and accounts for up to one-third of deaths
worldwide
A factor in a large group of diseases affecting all organs:
liver, kidney, heart, lung, pancreas, eyes, skin and others
•
•
•
•
•
•

Fibrosis and major organ systems

Cardiac fibrosis (CVD)
Pulmonary fibrosis (IPF)
Renal fibrosis (CKD)
Liver fibrosis (NASH)
Diabetic retinopathy
Pancreatitis

Large unmet medical needs with few drugs approved:
• In Idiopathic Pulmonary Fibrosis (IPF) only 2 drugs are
approved with limited efficacy
• Source of orphan diseases
• Industry transactions focus on early stage assets:
discovery, preclinical, but mostly in Phase I
* D. Rockey, Fibrosis – A common pathway to organ injury and failure; Nengl J Med; 372;1138 - 49
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New Peptides for Oncology
Therapeutic Paradigms
Immunotherapy
- Empowers the immune system to fight the disease
- Can be combined with other cancer treatments
- May provide long term remissions
Conventional Treatments
- Kill cancer cells, also damage healthy cells and
tissues
- Often last as long as the drugs remain in the body
- Do not prevent relapse
Market Potential and Pharma Partnerships
- One of the largest therapeutic markets, growing to
$220B by 2022(1)
- Immunotherapy has become the major driver
behind pharma deal-making with $32B of the $35B
in cancer deals from (2013-2017)
38

(1) Evaluate Pharma
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Year in Review 2018/2019 (a)
Research and Development:
• Initiated first MBT clinical trial of CB4211, first in human mitochondria based therapeutic,
clinical trial dosing resumed
• Advanced new peptide families, identified mechanism of action for Type 2 diabetes
peptides, presented at ADA, expanded disease targets in fibrotic diseases and
cancer/immuno-oncology
Funding
• Completed $20M Controlled Equity Offering with Cantor Fitzgerald
Investor Relations
• Broadened awareness with conference presentations, panels and investor meetings
including BIO Investor Forum, HC Wainwright Investor Conference, JP Morgan Conference,
BIO CEO Conference and Roth Capital Conference
• Hosted mitochondria key opinion leader seminar featuring mitochondria in health and
aging and mitochondrial-derived peptides (MDPs) as a novel source of potential therapeutics
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Year in Review 2018/2019 (b)
Leadership and Board
• Expanded Board of Directors: David Greenwood (Geron, J.P. Morgan Chase), Dr. Phyllis
Gardner (Essex, Stanford, Harvard) and Dr. Philippe Calais (Servier, Roche)
• Appointed new CEO Steve Engle adding over 30 years executive leadership experience
with public biotech companies developing breakthrough products in metabolic, autoimmune,
oncologic and infectious disease areas
Partnering
• Expanding interest in “mitochondrial medicine” from pharma with CohBar’s focus on
CB4211 and preclinical peptides at BIO 2019
Intellectual Property
• Additional CohBar patent applications filed around mitochondrial derived peptides and
their novel and improved analogs, and PCT and National Stage filings for our lead clinical
candidate CB4211
• Expanded portfolio of UCLA licensed patents: 2 additional patents granted for CohBar
licensed patents
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Plan 2019/2020
• Clinical: Advancing CB4211 through phase 1a/1b with a data readout anticipated in Q2 or
Q3 2020
• Preclinical Peptides: Utilizing our proprietary technology to further advance our preclinical
assets toward candidate selection
• Partnering: Expanding partnering activities around increasing pharma interest in
mitochondrial medicine and CohBar’s clinical program and platform of novel therapeutics
• Financing: Evaluating funding alternatives, including non-dilutive partnering, to support our
clinical program and accelerate our preclinical projects
• Investor Relations: Broadening our institutional investor base and securing quality research
coverage
• Intellectual Property: Continue growing our IP portfolio to maintain our leadership in
mitochondrial based therapeutics and mitochondrial medicine
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CohBar: Mitochondria Based Therapeutics designed to treat chronic
diseases and to increase healthy lifespan
ü Mitochondria: Central role in energy production, signaling and communication. Mitochondrial
dysfunction may play a pivotal role in chronic diseases.
ü Platform Technology: Evaluation of over 100 peptides encoded in the mitochondrial DNA and their
analogs for potential development into novel therapeutics
ü Clinical stage: CB4211 in Phase 1a/1b trial for NASH and obesity. Improvement in NAS score, liver
fat and triglyceride levels and body weight reduction shown in preclinical models
ü Multiple new peptides have wide range of effects in models: Improved glucose tolerance in Type
2 diabetes, enhanced killing of cancer cells by human blood cells in vitro, antifibrotic effects in IPF
ü IP: 65+ CohBar patent filings, 8 issued patents licensed from UCLA/Albert Einstein/Mayo Clinic
ü Experienced team: Successful track record of drug discovery, development and partnerships
ü Financial: $19.5M 1Q 2019, runway expected into mid 2020, NASDAQ: CWBR
42

Questions?
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