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SPECIAL NOTE REGARDING 

FORWARD-LOOKING STATEMENTS
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This presentation and the accompanying oral commentary contain forward-looking statements, including: statements related to our understanding of 

cellular senescence and the role cellular senescence plays in diseases of aging; our ability to develop medicines that eliminate senescent cells; our 

expectations regarding the potential benefits, activity, effectiveness and safety of senolytic drug candidates; the status of our preclinical and clinical 

pipeline; the potential benefits, activity, effectiveness and safety of UBX0101 in patients with osteoarthritis (ñOAò) of theknee; the design of, pace of 

enrollment in, and timing of data readout from our Phase 2 OA study; the design of and timing of data readout from our Phase 1b OA study; the timing 

of initiation of and data read-out from our first-in-human study of a senolytic molecule in age-related eye diseases; and our expectations with regard to 

the sufficiency of our cash runway. These statements involve substantial known and unknown risks, uncertainties and other factors that may cause our 

actual results, levels of activity, performance or achievements to be materially different from the information expressed or implied by these forward-

looking statements. We may not actually achieve the plans, intentions or expectations disclosed in our forward-looking statements, and you should not 

place undue reliance on our forward-looking statements. Actual results or events could differ materially from the plans, intentions and expectations 

disclosed in the forward-looking statements we make. The forward-looking statements in this presentation represent our views as of the date of this 

presentation. We anticipate that subsequent events and developments will cause our views to change. However, while we may elect to update these 

forward-looking statements at some point in the future, we have no current intention of doing so except to the extent required by applicable law. You 

should, therefore, not rely on these forward-looking statements as representing our views as of any date subsequent to the date of this presentation.

For a further description of the risks and uncertainties that could cause actual results to differ from those expressed in these forward-looking 

statements, as well as risks relating to the business of the Company in general, see UNITYôs most recently filed Annual Report on Form 10-K for the 

year ended December 31, 2019, filed with the Securities and Exchange Commission on March 11, 2020, as well as other documents that may be filed 

by UNITY from time to time with the Securities and Exchange Commission.

This presentation concerns drug candidates that are under clinical investigation and which have not yet been approved for marketing by the U.S. Food 

and Drug Administration. They are currently limited by Federal law to investigational use, and no representation is made as to their safety or 

effectiveness for the purposes for which they are being investigated.



At UNITY we are attacking the fundamental biology 

of aging to develop medicines that:
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AGE-RELATED DISEASES

SLOW REVERSEHALT



A NEW THERAPEUTIC APPROACH

LEADER IN 

CELLULAR 

SENESCENCE

ÅEmerging research shows that senescent cells are implicated in multiple diseases of aging

ÅSelectively eliminating senescent cells targets a root cause of age-related disease

ÅBuilding on our deep understanding of senescence biology and intellectual property, our 

approach generates potent senolytic drug candidates

ÅPursuing diseases with established endpoints and regulatory pathways 

CLINICAL 

EVIDENCE

ÅPhase 1 study showed clear and substantial improvements in OA pain and function

ÅPhase 2 study of UBX0101 enrollment is complete; 12 and 24 week data expected 2H20

ÅPhase 1b study for higher dose and repeat doses UBX0101; first patient dosed; Initial data 

expected in 2H20 

ÅOphthalmology first-in-human study start expected in 2H 2020; Data expected in 2021

EXPERIENCED

TEAM
ÅSeasoned executive team with broad biotech experience

ÅStrong track record of delivering for patients and investors

FINANCIAL 

POSITION
ÅCash equivalents and investments balance of $125.0 million as of December 31, 2019*

ÅCash runway into second half of 2021

4 * unaudited



EMERGENCE OF NEW THERAPEUTIC APPROACH
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DISCOVERY OF

CELLULAR 

SENESCENCE

1960s 1990s

IDENTIFICATION 

OF SENESCENCE 

BIOMARKER

2000s

LINK TO AGING 

PHENOTYPES &

IDENTIFICATION 

OF SASP

2010s

Leveraging cellular senescence biology

SENOLYSIS AS AN 

APPROACH TO  

TREAT DISEASES        

OF AGING

2011



Screen Shot 2019-08-26 at 

5.51.20 PM

FROM SCIENTIFIC INSIGHT TO THERAPEUTIC BENEFIT
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2011 2019

Phase 1 clinical study in osteoarthritis showed 

improvements in pain and function
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Senescent cells represent a potential root cause of diseases of aging

SENESCENT CELLS ARE IMPLICATED IN MULTIPLE 

DISEASES OF AGING
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SASP

PROLIFERATING 

CELLS

INITIATION OF 

SENESCENCE

STABILIZATION 

OF SENESCENCE

SASP FACTORS DISEASES

INFLAMMATORY

FACTORS

INFLAMMATORY 

DISEASES

(MMP1, MMP3, TNF-Ŭ, 

IL-1ɓ, prostaglandins)
Osteoarthritis

FIBROTIC DISEASES

Idiopathic Pulmonary Fibrosis

Chronic Kidney Disease

Polycystic Kidney Disease

Primary Sclerosing Cholangitis

Primary Biliary Cholangitis

NASH

PRO-FIBROTIC

FACTORS

(TGFɓ1, TGFɓ2, CTGF, 

TIMP-1, MCP-1)

GROWTH FACTORS VASCULAR DISEASES

(VEGF-Ŭ, IL-6, 

IL-8, Pai-1)

AMD

Diabetic Retinopathy

CELL CYCLE 

ARREST

CELLULAR 

STRESS

SASP = senescence-associated secretory phenotype



THE UNITY THERAPEUTIC APPROACH
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SnCs, INFLAMMATION, 

TISSUE DYSFUNCTION

CLEARANCE OF SnCs 

WITH SENOLYTIC Tx

SENOLYTIC Tx TRIGGERS 

ELIMINATION

REGENERATION AND 

RESTORATION OF FUNCTION

Functional Cell Senescent Cell (SnC) Cytokines, chemokines & matrix 

remodeling factors (SASP)

DISEASED TISSUE FUNCTIONAL TISSUE

Macrophage CD4+ T lymphocyte Fibroblast

POTENTIAL CLINICAL ADVANTAGES

Å Improved magnitude of effect by 

eliminating source of multiple 

factors

Å Longer duration of therapeutic 

benefit

Å Reduced frequency of dosing

Å Local administration

Å Disease modification

SASP = senescence-associated secretory phenotype

ACCUMULATION 

OF SnCs



OUR PLATFORM FOR GENERATING POTENT AND 

SELECTIVE SENOLYTIC DRUG CANDIDATES
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IDENTIFY TARGET IMPACT TRANSLATE

Normal AMD DR/DME
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Diabetic

À p<0.05 v. Non-diabetic control by two-tailed t-test

À

##

ÀÀ

ÀÀ
 p<0.01 v. Non-diabetic control by two-tailed t-test

## p<0.01 v. DMSO control by two-tailed t-test

PS-80 DMSO

SnC = senescent cells

Å Cell type(s)

Å Tissue location

Å SnC burden

Å SASP signature

Identify SnCs in human disease: Eliminate SnCs selectively:

Å Survival pathways

Å Mechanisms: BCL-2 

family, p53/MDM2

Drive efficacy with senolytic:

Å Efficacy endpoints

Å SASP reduction

Å Aged in vivo models

Å Genetic models

Å Disease models

Senolytic impacts patient 

outcomes

Å Safety and tolerability

Å Function and symptoms

Å Tissue 

microenvironment

Å Disease modification

Placebo  High Doses a 4 mg  
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SENOLYTICS ELIMINATE SENESCENT CELLS BY TARGETING 

WELL-DEFINED SURVIVAL PATHWAYS
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p53/mdm2 Bcl-2

UBX0101 prevents 

interaction of p53 

and mdm2

Inhibition of mdm2 

leads to p53 

accumulation

Active p53 leads 

to transcription of 

genes involved in 

growth arrest and 

apoptosis

Apoptosis

Growth 

arrest

Active p53

UBX1967 prevents 

the interaction of 

BCL-xL with BH3 

proteins, i.e. BIM, 

etc.

Free BIM activates 

BAX/BAK

Activated BAX 

forms oligomers 

that permeabilize 

the outer 

membrane, 

committing cells to 

apoptosis

Apoptosis



MECHANISM INDICATION RESEARCH LEAD OPTIMIZATION IND-ENABLING PHASE 1 PHASE 2 PHASE 3

S
E

N
E

S
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E
N

C
E

MUSCULOSKELETAL
p53/MDM2 

inhibition
Osteoarthritis

OPHTHALMOLOGY
BCL2 

inhibition

Age-Related Macular 
Degeneration

Diabetic Macular 
Edema

Diabetic Retinopathy

PULMONARY undisclosed

Idiopathic Pulmonary 

Fibrosis

Systemic Sclerosis*

Chronic Obstructive 

Pulmonary Disease*

MULTIPLE undisclosed
Liver, kidney and 

neurodegenerative

O
T

H
E

R

NEUROLOGY Ŭ-Klotho Cognition

UNITY PIPELINE
Pursuing broad range of diseases with established endpoints and regulatory pathways 

UBX0101

*Following IPF Outcome

UBX1967 / 1325

UBX1967 / 1325

UBX1967 / 1325
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OSTEOARTHRITIS

( M U S C U L O S K E L E TA L  

I N D I C AT I O N )
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OSTEOARTHRITIS

~10-15% of population >60 years old; SoC is pain mitigation or joint replacement
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In phase 0 study, 

senescence burden correlated 

with disease severity

A senolytic may remove source of multiple factors implicated in OA

OA IS BELIEVED TO BE A MULTIFACTORIAL DISEASE

Mathiessen et al. Arthritis Research and Therapy 2017



ÅSubjects with painful knee OA (N=48)

ïKellgren-Lawrance (KL) grades 1-4 and active synovial inflammation by MRI

ïRandomized 3:1 to UBX0101 and placebo across 6 dose cohorts 

UBX0101 PHASE 1 SINGLE ASCENDING DOSE (SAD) 

STUDY DESIGN
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4 mg

Weeks0 1 2 4 8 12

2 mg

1 mg

0.4 mg

0.2 mg

0.1 mg

High doses 

cohortsa

Low doses 

cohortsa

UNITY Study UBX0101-OAR-101.aPre-specified combined cohort based on pharmacokinetic (PK) modeling.


