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Item 7.01 Regulation FD Disclosure.

On May 3, 2018, Capricor Therapeutics, Inc., a Delaware corporation (the “Company”), posted to the “Investors” section of the Company’s website atwww.capricor.com a
corporate presentation providing an update of the Company’s current business and products (the “Corporate Presentation”). A copy of the Corporate Presentation is attached
hereto as Exhibit 99.1 and is incorporated by reference into this Item 7.01 of this Current Report on Form 8-K.

The information contained in this Current Report on Form 8-K is being furnished and shall not be deemed to be “filed” for the 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 and shall not be incorporated by reference in any filing under the Securities
Act of 1933, as amended, or the Exchange Act, except as shall be expressly set forth by specific reference in such filing.

Item 9.01. Financial Statements and Exhibits.

(d) Exhibits

99.1 Capricor Therapeutics, Inc. Corporate Presentation, dated May 3, 2018.




SIGNATURES

Pursuant to the requirements of the Securities Exchange Act of 1934, as amended, the registrant has duly caused this report to be signed on its behalf by the undersigned,
hereunto duly authorized.

CAPRICOR THERAPEUTICS, INC.
Date: May 3, 2018 By: /s/ Linda Marban, Ph.D.

Linda Marban, Ph.D.
Chief Executive Officer




Exhibit 99.1

@Eapricor

herapeutics”

NASDAQ: CAPR May 2018




Forward-Looking Statements

Statements in this presentation regarding the efficacy, safety, and intended utilization of Capricor's product
candidates; the initiation, conduct, size, timing and results of discovery efforts and clinical trials;, the pace of
enrollment of clinical trials; plans regarding regulatory filings, future research and clinical trials; regulatory
developments involving products, including the ability to obtain regulatory approvals or otherwise bring
products to market; plans regarding current and future collabaorative activities and the ownership of commercial
rights; scope, duration, validity and enforceability of intellectual property rights; future royalty streams,
expectations with respect to the expected use of proceeds from the recently completed offerings and the
anticipated effects of the offerings, and any other statemenrts about Capricor's management team's future
expectations, beliefs, goals, plans or prospects constitute forward-looking statements within the meaning of the
Private Securities Litigation Reform Act of 1995. Any statements that are not statements of historical fact
{including statements containing the waords "believes,” "plans," "could," "anrticipates,” "expects,” "estimates,”
“should,” "target,” "will," "would" and similar expressions) should also be considered to be forward-looking
statements. There are a number of important factors that could cause actual results or events to differ materially
from those indicated by such forward-looking statements. More information about these and other risks that
may impact Capricor's husiness is set forth in Capricor's Annual Report on Form 10-K for the year ended
December 21, 2017 as filed with the Securities and Exchange Commission on March 22, 2018, in its Registration
Statement on Farm 5-3, as filed with the Securities and Exchange Commission on September 28, 2015, together
with the praspectus included therein and prospectus supplements thereto. All forward-looking statements in
this press release are based an information available to Capricor as of the date hereof, and Capricor assumes no
obligation to update these forward-looking statemerts.
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Capricor’s Mission

Capricor is focused on the discovery, development
and commercialization of innovative cell and
exosome based therapies for patients with
immune-inflammatory rare diseases with a focus
on Duchenne muscular dystrophy.

Jcapricor




Corporate Highlights

Innovative, Proprietary

Therapeutic Platforms

Advanced Pipeline
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Strong Scientific Foundation

& Leadership Team

Capital Efficiency

N B B B L B L R A MR B
. +
¥

Regulatory Pathway

First-in-class biologics with potential to improve cardiac
and skeletal muscle

Product candidates based on cells and extracellular vesicles
{exaeormesy .

Enralling HOPE-2, potential registration trial in DMD
Cammercial manufacturing pracess in development
Pasitive proof-of-concept clinical data in DMD

Translational approach to product develapment built upon
the research of leading academic scientists

Technology initially developed at Johns Hopkins University
Management has deep domain expertise
Extensive IP partfolio for care technaologies
Raised over $50M to date in equity

Successful record of securing non-dilutive funding, over
$45M to date

Granted arphan drug and rare pediatric designations
Granted RMAT designatian
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Capricor’s Product Pipeline

5 Development Phase
Candidate
[ ]

CAP-1002 Duchenne
(allogeneic CDCs)  Muscular Dystrophy [N

HOPE-2 trial enrolling

Improvement in skeletal and cardiac
muscle function seen in randemized
clinical trial in advanced DMD

Orphan Drug, Rare Pediatric Disease
and RMAT Designations

Hypoplastic Left
Heart Syndrome
CAP-2003 T

Awarded NIH grant of up to $4.2M

(CDC-exosomes)
Inflammatory

Disorders -

Exploring potential indications

CAP-1002 is an Investigational Mew Drug and is not approved for any indications.
CAP-2003, Capricars exesomes technoicgy, fas not vet Beer appraved for clinteal inmestigation.

CDCs = cardicsphere-derived cefls
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CAP-1002: Duchenne Muscular
Dystrophy Program

— X-linked genetic disorder
— Incidence: ~1 per 3,600 male births
-Prevalance: US: ~15,000-20,000, WwW: ~200,000
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Lack of Dystrophin Predisposes Muscle to Damage

whole muscle

Bundle af musche libars

muscle-fiber membrana

muscle-fiber
membrans

Functional _‘ftx ‘:(;f;i:f l“
decline of \ i I:? \
ambulation in __-’ lellliler] /
childhood V e I

f years

—  Dystrophin is a structural protein in muscle
— Acts both as a cushion and a kind of glue

—  Without dystrophin, muscles are unable to

function properly, suffer progressive damage
and eventually die

— Much of the muscle injury that occurs in

dystrophin-deficiency is attributable to
secondary damage caused by an immune
response to the necrotic cells

Zﬁﬁgn: fr _ﬁ\ Ventilatory Average life
arm function L ) S i \ expectancy
in ¥ required by _Jf of lass than

V late teens } 30 years

adolescence
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Treatment Options for DMD are Limited

CAP-1002
Challenges

Exon Skipping ' %ﬁfﬁ ‘:fj"“;em Immunomodulatory
Gene therapy doaoanticy eponte Anti-fibrotic
UtrD hin »  Stercide have adverse long temm i ; -

P . N o b Pro-angiogenic
NF_kB INAIETIoN I'I'Ia)" J‘l 2 ] . 5 -

_ ecugh 1o medas imune Pro-regenerative
Steroids Cellular Energy

We believe CAP-1002 may be used synergistically with other
therapeutics aimed to treat the underlying genetic mutation with DMD
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Capricor’'s CAP-1002 Technology

~ CAP-1002 is a biologic consisting of allogeneic cardiosphere-derived cells
(CDCs)

= Manufactured from donated heart muscle CAP-1002  Exosomes  Target Tissue
A‘U'--FA
= Does not act by “stemness” - the cells S AODRUNLCEL (8
do not engraft into host tissue N—

« MOA: cells secrete exosomes \ s
» Contain non-coding RMNAs and proteins \ e
» Internalized by target cells
» Stimulate diverse and lasting changes in cellular behavior LEUKOCTTES

CAP-1002 has been investigated in several clinical trials and more than 130 human subjects

E.?E*i:apri::{:-r




Cardiomyopathy is the #1 Cause of Death in DMD

“As a result of respiratory support and

“Cardiomyopathy is an almost universal finding glucocortircoild use, patientls with DM{D are living
in boys affected with DMD” longer, bringing the associated cardiomyopathy
to the forefront of management for Duchenne

Pediatric Cordiol. (2014} 35: 1279-1285 . g
patients as they age

s s ———— Circulation, 2015,131:1590-1588,

— Lack of functional dystrophin in heart leads to: inflammation

cardiomyocyte death
progressive cardiac fibrosis

- Hearts become dilated and non-compliant, and eventually fail

- No therapies have been shown to address the heart disease associated with DMD

rj?:*i:apri::{:-r
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Effects of CDCs in mdx Mouse Model

- Following a single administration of CDC or vehicle to mdx mice:

Improved cardiac function Increased exercise capacity
Am a1t epc 2™ pC St CTAOMT) Bu:m : +- CTLWT)
= in'&ecpmn injecqmn *m:m? Ny -—':mu.
_y PN ESEESEEERE .
— D = l
ﬁ 50 o .‘E e & a4 & 8 @
40 o i .#muﬁ
30 0 Y
@t -, 2 & 3 4 5 6 7 B 9 10 11 12
ofe‘ ﬁ & é‘?’ L "y Weeks
= Leftventricularejection fraction = Exerdse performance
markedly improved vs. cantrol appraximately doubled vs. control
(p<0.05 at all timepaints through (p<0.005 at all imepaoints thraugh
12 weeks of follow-up) 12 weeks of fallow-up)

Aminzadeh et al Stemn Cell Reports 2018 (httpe/ A cell.com/stem-cell-reports/fulltext/52213-6711{18130049-3), 11
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Effects of CDCs in mdx Mouse Model

- Following a single administration of CDC or vehicle to mdx mice:

Enhanced skeletal muscle function
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= Twitch force, tetanic force, and fibrosis in soleus (slow-twitch) and
extensor digitorum longus {fast-twitch) muscles significantly improved vs. control

{p<0.05 muscles isulated at three weeks past-treatment)

n i o Ananin. cell.com,f -cell- t eut -6711{18130048-3).
F-?CEIPE'ICOI‘ Aminzadeh et al Stemn Cell Reports 2018 (httpe/ A cell.com/stem-cell-reports/fulltext/52213-6711{15)30049-3), 12




Mechanism of Action Defined in “Stern Cell Reports”

Oxidative AiphasphasAkt
Stress

A Nrf2 {nuclear)

A HO-1
A Nrf2 {cytoplasmic) ’
# catalase

A GCLC cat. sub.

4 S0D-2

¥ phosphe-1kB
¥ pés {nuclear)
¥ MCP1

:

¥ CD68+ macrophages

¥ CD3=+ Teells

¥ collagen |
Fibrasis
¥ collagen 1l

Cellular Energy

4 mitochondrial DNA copy number

A level of respiratory chain subunits

;

RESTORED mitochondrial ultrastructure
NORMALIZED deficient respiratory capacity
of isalated mitochondria

Muscle Cell A K67+ cardiomyocytes

Generation

A Aurora B cardicmyocytes

Stem Cell Reports

A ticle

{OPEM ACIOES!
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Excaarme-Medisted Benefits of Cell Therapy in Mouse and Huran Madels of
(Duchenne Muscular Dystrophy
P R AL A inedels, " Rurksdll G Bogess, " Mo Foumiber, ! Bachel E Tober, " it Gaes, Mt K Childen

llen W o, | Dk L Lo | Aluned Brabim,' iangming Ding. Angelo Tomente,
ordusa M, bbb, | Sllchad Lesis, | Bobera A Gongioy,® Baahd A Vicies,® and Fbueeds Mabsin =

D5 have been the subject of = 100 peer-reviewed papers snce 2007
Aminzadeh et al, Stemn Cell Peports 2018, 13




Phase | / Il HOPE-Duchenne Clinical Trial

25 patients
Ages 12 and older
DMD heart disease

EF = 35%
Stable steroids

CAP-1002 given by intracoronary infusion

~

CAP-1002
(1 x 75M cells) )

n=13

Usual Care

n=12

Pre-specified
cardiac
analyses at:

Months Months

Dato presented at /
AHA 2017 late-breaking session

* One-time, multi-vessel, intracoronary delivery of cells

= Safety trial with multiple exploratory efficacy endpoints

= Three US. sites:

Cedars-Sinai Medical Center
Cincinnati Children’s
University of Florida

2Ll
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Baseline Characteristics

Usual Care CAP-1002
{(n=12) (n=13)
Age, median years (range) 17.5 (12-20) 18 {14-25)
Wheelchair Use Always (%) 7 (58) 10 (77)
Cardiac Scar Size, mean % (SD) 21.4(10.8) 176 (6.8)
LV Ejection Fraction, mean % (SD) 484 (7.5) 496 (6.7)
Intracoranary Dase, M cells (SD) n/a 737 (3.6)

Patients were all male, were all receiving chronic treatment with systemic steraids, and were maostly Caucasian.

— HOPE population characterized by advanced disease; majority were non-ambulant

— Most DMD clinical development has been conducted in less sick patients

E?!*i:apri::{:-r




Heart Muscle: Reduced My

40
30
20
10 4

% Change frorm Baseline

— e

104
-20
-30
40
.50

OO, (a] |
4] o y
o o]
ool )

o

p=0.09

Month 6

Usual Care (N=411) [ CAP-1002 (M= 13)

Month 12

ocardial Scarring

— Assessed by cardiac MRI with
blinded analysis by core lab

— Scar increased in the Usual Care
group, but decreased in the
CAP-1002 group

= 11.9% group difference in change
score at Month 12 (p=0.03)

— Decreased scar is counter to the
natural history of DMD

E?:*i:apri::{:-r
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Heart Muscle: Increased Regional Systolic Wall Thickening
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Month 6 Month 12

% Change Irom Baseline

ANTERIOR bt
WALL

% Change from Baseline

Usual Care (N=11) [l CAP-1002 (N = 13)

Measurement of cardiac function by MRI
allows focus on treated areas

Magnitude of scar reduction is consistent
with natural history of scar progression in
DMD

= Inferior — Anterior — Lateral — Septal

Measure is important indicator of overall
cardiac function in DMD

E?!*i:apri:::.:-r
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Skeletal Muscle: PUL Results Indicate Functional Benefit

Shoulder Levd [ Uiing upger | Shauidar height

. .
avems Loy [ e Middle + Distal PUL Score
4 Fand t2 mouthwiwla weights |
| MickdleLowed | 1and totable || seacichight and heawycane | R0
9 items _ucun;nmsnma‘w_” Remove container g
'.\ [ L kg and heavy cans | [ Teanng pagar | 404
¥ . .
[ DistalLeved [ Tracinga pach | [ Supteation | [ 3-pore grip 304

8igns [ Pushonahghe | | Pickup coins || Finger pincn |

Flace fngers on dlaphsagm J Thamb (key) prip

IIMPROVEMENT

- Performance of the Upper Limb
(PUL) test is a validated instrument in
DMD

= Relates to patients’ ability to perform
common activities of daily living -50

% change from baseline

T T T T
Week 6 Month 3 Month 6 Month 12

- Trends towards improvement

observed throughout follow-up W Usual Care (N=11) [l CAP-1002 (N = 13)
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HOPE-2 Clinical Trial of CAP-1002 in DMD

— HOPE-2 — currently enrolling
= Randomized, double-blind, placebo-controlled
= Target enrollment of 84 patients with advanced disease
= Peripheral intravenous delivery — suppaorted by preclinical studies
= Repeat-dose design — potential to achieve sustained benefit
= Primary efficacy endpoint — difference in change in mid-PUL scores at Month 12

= Principal Investigator — Craig M. McDonald, M.D.

—  FDA willing to consider PUL as an efficacy endpoint for registration
= Type B meeting held in June, fallowing six-manth HOPE-Duchenne Phase I/11 data

— Granted RMAT designation

-r}z:apricor
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Manufacturing

: . 4 4 : l l .

=i adb,

— CAP-1002 is manufactured from donor hearts via a proprietary process
— Clinical trial material currently produced at Capricor facility
- High-yield process in advanced development

— Previous 3-year collaboration with Janssen Biotech focused on chemistry, manufacturing
and controls (CMC)

e =
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Exosomes (CAP-2003)
A New Regenerative Medicine Platform

Potential Benefits of Exosomes vs. Cells
* Extended shelf life (lyophilize)
= Penetrate cells and tissues not readily accessed by cells
* Reduced manufacturing costs

Fcapricor &




Extracellular Vesicles (Exosomes): Cell Free Regenerative Medicine

Extracellular vesicles - term for cell-derived
vesicles, includes exosomes

Nanometer-sized lipid-bilayer vesicles

Rich in RNAs and proteins

Secreted by nearly all cell types

Cell signaling modality

Potential for broad therapeutic applicability
IP: Exclusive world-wide license agreement
with Cedars-Sinai Medical Center for IP
rights related to the exosames technalogy

originating from cardiosphere-derived cells
(CDCs)

2Ll
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Senior Management

Linda Marban, PhD
Chief Executive Officer, Co-founder and Director

Linder hier directicn, Cagricor has secured coer $25 million in non-diluthe funding
aned orer $50 rillicn in edquity capital, Earlier in her Gareer, D Maksbn wies with
Exciggen, Ine, where she wad respansible for bugness develapment andd apesdions
ciparuising the cevelopment of gene therapy prodicens in a joint development
agrestnent with Genzyme Caone. Dr Marbin began her career atthe Oeveland
Clinle Fowndation warking on e Bophysdcal propetios of candlae muscle That
wioek contnued when she moved o s posteonoral fallawship & fohns Hoplking
University. While at JHL), she acvanced to the rank of Research Assistant Professor
in the Department of Pediatrics, continuing her work on the mechanism of
ceatractile cysfuncticn in heart failure, Dr, Markdn samed a Ph.D. from Case
Wistern Riseevi Liniersily in cardiae pipislogy.

Deborah Ascheim, MD
Chief Medical Officer

Previoushy, she was Prodfessor of Health Policy and M edidne and was the director
of the Irnternational Center for Heath Ourcomes and Innevation Research's Clinfeal
Trlal Unic &t the leah i Schoed of Medicne a0 Mount Sinal in Mew Yol Poe 1 hee
tenure o Mount Sind, Dr. Acchelrn was on faculty In the Depatment of Meddne
and divislon of Cardinlogy at the Colege of Phypsidans & Surgeons at Columbla
University. Or. Accheim received her 8D from Mew York Universing School of
medcine and a BA from Wellesley College.

Karen Krasney, JD
EVP & General Counsel

P Kririey's career cpns cuer 35 years and has been focusd an dermestic and
intematena corporate and busines lay aswell & litigation. My Krasney served
& leggal counsd of Biosensoes International Group Ltd, & multinatonal medical
ahevloe company that develogs, manufactures and sels redlcal devdees for
cardlology applications. Is. Krasney recebved her Bachelor of Ame degnes from
the Universizy of Californda, Los Angeles and her Juric Doctorate from the
Univarsity of Southern California

AJ Bergmann, MBA
Chief Financial Officer

Mr. Bergrann jeined Cagncer in 2017 and coordinatid the Corngzany's e
merger and financings yleldng over 335 milllon w date. Pdoe to joning Capeleor,
Hr. Bergmann had experience in accourting finance and operations management
of walicus companies Mr. Bergrmann gradusted from Providence Cellege and has &
.BA from the University of Southem Californiz's Marshall School of Business

Rachel Smith, PhD
VP of Research & Development

D Sraith b2 & co- Invertor of the Cardiosphere techinology that fomms the
core of Capricoe's product pofollo. Her meearch expertis encompaces
the areas of stern cell Biology, cardiac physiolody, decrophpsiology, ac wel
ag rell and tisaue engineedng, O, Smith chtaingd her Ph.Din Bomedical
Engginesering from Johing Hoplking Lniversity She meoived b unsengraciuate
degree in Bomedical Engineerng from Tulene Uehersng

Luis Rodriguez-Borlade, PhD
VP of Regenerative Therapies

Prior o jeining Capricor, D Borlads developed & sdentific career in academic
laborateries in Spain and in The Netherlands studying signal tran sduction
pathwarys irvabkad in ool transformetion and OMNA replication: Dr, R-Borlado has
a Ph D in Binchemistry and Molecular Bislooy from the Un ersiny Autdnoma of
Mackid with the study of ralecular bages of immune sysnem dessloprosnt.

Jeffrey Rudy
VP of Clinical Operations

He has ower 25 years of dinical research and development experience across
multiple companies and therapeutic areas. Previoushy he was Vice President,
Clinical Dparations for Celadon, & company investigating SERCAZE enzymne
replacerment via gene thessy in acances heart failune Mr Budy alm held
positinns ot Glead Scence and Amgen. He recefved his B.5 in Micr obsialoogy from
The Dhic State Lnivarstg
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Capricor has Assembled a World-Class DMD Advisory Board

Barry Byrne, M.D, Ph.D.

Michelle Eagle, Ph.D., M.5¢, MCSP

Richard Finkel, M.D.

Pat Furlang

Kan Hor, M.D.

John Jefferies, M.D.

Oscar Henry Mayer, M.D,
Craig McDonald, M.D.
Michael Taylor, M.D, Ph.D.

Eugenio Mercuri, M.D, Ph.D.

Francesco Muntani, M.D.
Ron Victor, M.D.
Thomas Voit, M.D.

University of Florida {USA)

Atom International Ltd {UK)

Nermaurs Children's Hospital (USA)

Parent Praject Muscular Dystrophy (USA)
Mationwide Children's Hospital {USA)

Cincinnati Children's Hospital Medical Center (USA)
Children’s Hospital of Philadelphia {USA)

University of California at Davis (USA)

Cincinnati Children's Hospital Medical Center {USA)
Cathalic University of the Sacred Heart {ltaly)
University College London {UK)

Cedars-5Sinai Medical Center {USA)

University College London {UK)

E.?E*i:apri::{:-r
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Current Resources Expected to Fund Operations into 1Q19

Cash and equivalents $14.1 million  (as of Dec. 31, 2017)

Shares outstanding 27.7 million (as of Mar. 20, 2018)

Capricor reparted the above Infonmation I (% most recent Annucl Report on Farre 10K filed with the SEC an March 22, 2018

Capricor has received over $30 million in competitive grants and a loan award from:

California Institute of Regenerative Medicine
National Institutes of Health
U.S. Department of Defense
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Anticipated Milestones

Clinical Development

= Announced positive 6 and 12 maonth data from
HOPE-Duchenne

= HOPE-2 IND cleared

LLLLTEET

Regulatory
= Granted orphan drug designation for DMD

= Granted rare pediatric designation for DMD i
= Granted RMAT designation for CAP-1002

"'Corporate

= Completed ~$9M equity offerings (PIPE and ATM)

*  |nitiated $14M ATM program in October 2017 H

= CIRM loan ~$15.7M fargiven
1P

= Key patent awarded for exosomes

= Expanded Cedars-5inai license for additional IP rights
for cells and exosomes £

Recent Accomplishments w Potential Near Term Catalysts

Pipeline Updates

i = Currently enrolling HOPE-2 trial
i = Planning to publish HOPE-Duchenne study
i = Planning to file IND for excsomes

Manufacturing
i = |Initiating process scale-up and tech transfer to CMO

: Corporate
i = Planning key hires in manufacturing and medical

teams
= Continue to pursue non-dilutive funding
opportunities

i = Pursue collaborations with DMD partners

2Ll
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