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FORWARD-LOOKING STATEMENTS

This Annual Report on Form 10-K contains "forward-looking statements" within the meaning of Section 27A of the Securities Act of 1933,
as amended (the "Securities Act"), and Section 21E of the Securities Exchange Act of 1934, as amended (the "Exchange Act"). Such
forward-looking statements, which represent our intent, belief or current expectations, involve risks and uncertainties and other factors that could
cause actual results and the timing of certain events to differ materially from future results expressed or implied by such forward-looking
statements. In some cases, you can identify forward-looking statements by terms such as "may," "will," "expect," "anticipate," "estimate,"
"intend," "plan," "predict,” "potential," "believe," "should" and similar expressions. Forward-looking statements in this Annual Report on
Form 10-K include, but are not limited to, statements about:

non non

non

the initiation, timing, progress and results of our preclinical and clinical studies, and our research and development
programs;

our ability to obtain and maintain regulatory approval of ProHema and any of our other future product candidates;

our plans to research, develop and commercialize our product candidates;

the performance of third parties in connection with the development and manufacture of our product candidates, including
third parties conducting our clinical trials as well as third-party suppliers and manufacturers;

our ability to develop sales and marketing capabilities, whether alone or with potential collaborators, to commercialize our
product candidates, if approved;

our ability to successfully commercialize our product candidates, if approved;

the potential price and degree of market acceptance of our product candidates;

the size and growth of the potential markets for our product candidates and our ability to serve those markets;

regulatory developments and approval pathways in the United States and foreign countries for our product candidates;

our ability, and the ability of our licensors, to obtain, maintain, defend and enforce intellectual property rights protecting our
product candidates, and our ability to develop and commercialize our product candidates without infringing the proprietary

rights of third parties;

our ability to obtain funding for our operations;

the accuracy of our estimates regarding revenues, expenses and capital requirements; and

the additional risks and other factors described under the caption "Risk Factors" under Item 1A of this Annual Report on
Form 10-K.
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The cautionary statements made in this report are intended to be applicable to all related forward-looking statements wherever they may
appear in this report. We urge you not to place undue reliance on these forward-looking statements, which speak only as of the date of this
report. Except as required by law, we assume no obligation to update our forward-looking statements, even if new information becomes
available in the future

"o, "o

In this Annual Report on Form 10-K, unless the context requires otherwise, "Fate Therapeutics," "Company,” "we," "our," and "us" means
Fate Therapeutics, Inc. and its subsidiaries.
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ITEM 1. Business
General Description of Our Business
We are a clinical-stage biopharmaceutical company engaged in the development of programmed cellular therapeutics for the treatment of
severe, life-threatening diseases. We have built a novel platform to program the function and fate of cells ex vivo using pharmacologic
modulators, such as small molecules. We are focused primarily on developing programmed hematopoietic cellular candidates as therapeutic

entities for the treatment of hematologic malignancies, rare genetic disorders, and diseases resulting from the dysregulation of the immune
system. We were incorporated in Delaware in 2007, and are headquartered in San Diego, CA.

Our Product Pipeline

The following table summarizes our programmed cellular therapeutic candidates currently in development and those currently in research:

Program Therapeutic Target Status
Development Programs

ProHema Hematologic Phase 2 (adults)
FT1050-modulated UCB Malignancies Phase 1b (pediatric)
ProHema Inherited Metabolic Phase 1b (pediatric)
FT1050-modulated UCB Disorders

Programmed mPB Hematologic IND enablement
FT1050+FT4145-modulated mPB Malignancies

Research Programs

Programmed Hematopoietic Cells Immune Regulation Preclinical
hiPSC-derived Hematopoietic Cells Not disclosed Research
hiPSC-derived Myogenic Progenitor Cells Muscle Regeneration Research

"UCB" refers to hematopoietic cells within umbilical cord blood.
"mPB" refers to hematopoietic cells within mobilized peripheral blood.
"hiPSC" refers to human induced pluripotent stem cells.

Our Cell Programming Approach

The use of human cells as therapeutic entities has disease-transforming potential, and compelling evidence of medical benefit exists across
a broad spectrum of severe, life-threatening diseases. One of the most successful and widespread applications of cellular therapeutics is within
the setting of hematopoietic stem cell transplantation, or HSCT, with over 60,000 procedures performed worldwide on an annual basis. HSCT
holds curative potential for patients afflicted with hematologic malignancies, such as leukemia and lymphoma, and with rare genetic disorders,
such as inherited metabolic disorders and immune deficiencies.

Building upon this well-established medical precedent, the clinical investigation of isolated hematopoietic cells, such as CD34+ cells and T
cells, as therapeutic entities for the treatment of human diseases is rapidly expanding. In fact, in the United States alone, over 1,200 clinical trials
of hematopoietic cellular therapeutics are currently being conducted, including a growing number of trials with genetically-engineered
hematopoietic cells. Many of these clinical trials are investigating potentially
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transformative uses of hematopoietic cellular therapeutics for the treatment of hematologic and solid malignancies, genetic disorders and
immunological diseases.

While advancements in the isolation, expansion, manufacturing and engineering of hematopoietic cells have opened new avenues for their
use as therapeutic entities, we believe the function of hematopoietic cells can be pharmacologically optimized to maximize therapeutic benefit.

Since our founding, we have been dedicated to programming the function of cells ex vivo to improve their therapeutic potential. We have built a

platform that enables us to systematically and precisely modulate ex vivo the biological properties of hematopoietic cells. Using advanced
molecular characterization tools and technologies, we identify small molecule or biologic modulators that promote rapid and supra-physiologic
activation or inhibition of therapeutically-relevant genes and cell-surface proteins, such as those involved in the homing, proliferation and
survival of CD34+ cells or those involved in the persistence, proliferation and reactivity of T cells. We apply our deep understanding of the

hematopoietic system to rapidly assess and quantify the therapeutic potential of programmed hematopoietic cells in vivo. Applying these
capabilities in the settings of malignancies and rare genetic disorders, we aim to develop first-in-kind programmed hematopoietic cellular
therapeutics with disease-transforming potential.

Additionally, we have worked closely with our scientific founders to pioneer the derivation and differentiation of induced pluripotent stem

cells, or iPSCs, a potentially disruptive technology to program the fate of cells ex vivo. iPSCs are pluripotent cells that have been reprogrammed
through the expression of certain genes and factors, such that the cell's cellular and physiological traits are similar to those of an embryonic stem
cell. We use our technology to isolate, genetically engineer, select and characterize iPSCs, at a single-cell level, for clonal expansion. We
believe our iPSC platform has the potential to create large quantities of homogeneous cell populations in the hematopoietic lineage, such as
CD34+ cells, T cells and natural killer (NK) cells, which can otherwise be limited in quantity, difficult to manufacture, heterogeneous in
composition and unoptimized for efficacy. Based on this potential, we believe our iPSC platform may enable the development of a novel class of
transformative cellular therapeutics.

Our Strategy

We seek to develop and commercialize first-in-kind hematopoietic cellular therapeutics for the treatment of severe, life-threatening diseases
based on our innovative cell programming approach. The key pillars of our strategy are to:

Efficiently develop and commercialize programmed hematopoietic cellular therapeutics addressing key unmet
medical needs in allogeneic HSCT. While over one million HSCT procedures have been performed to date with curative
intent, we believe hematopoietic cells administered to patients undergoing HSCT can be therapeutically optimized. Using

our cell programming approach, we seek to modulate the biological properties of donor-derived CD34+ cells and T cells ex

vivo to drive long-term therapeutic benefits in vivo. We believe our programmed hematopoietic cellular candidates may
significantly improve the curative potential of allogeneic HSCT by addressing major complications that currently contribute
to the high morbidity and mortality of the procedure, such as delayed neutrophil engraftment and immune reconstitution,
viral infections and graft-versus-host disease, or GYHD. We are developing our product candidates across a wide range of
patient ages and a broad spectrum of hematologic malignancies and rare genetic disorders, using cell sources most
commonly used in HSCT including umbilical cord blood and mobilized peripheral blood. Due to the rare disease nature of
our target indications, we believe any pivotal clinical trials which we conduct will generally require relatively small numbers
of patients. Additionally, because HSCT is a highly-specialized procedure performed at a limited number of centers, we
intend to build our own focused sales
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and marketing capabilities to commercialize in a cost-efficient manner any products that we may successfully develop.

Leverage our scientific, clinical and regulatory expertise to build and advance a pipeline of programmed
hematopoietic cells as therapeutic entities beyond the allogeneic HSCT setting. Through the development of our initial
product candidates, we have built a leadership position in the identification of pharmacologic modulators that promote rapid
and supra-physiologic activation or suppression of therapeutically-relevant genes and cell-surface proteins on CD34+ cells,
NK cells, and T cells. Additionally, we have built research, clinical and regulatory affairs teams that are experienced and
skilled in the development of novel cellular therapeutics. We are leveraging this expertise to develop a product portfolio of
programmed hematopoietic cellular therapeutics for severe, life-threatening diseases, and are currently investigating several
attractive product opportunities including programmed CD34+ cells and programmed T cells for the regulation of the
immune system. For example, using our screening platform, we have identified a combination of pharmacologic modulators
which may enhance immuno-regulatory properties of CD34+ cells by upregulating the gene expression level of PD-L1, a

key immunosuppressive protein, by more than 100 fold.

Selectively establish strategic research and development partnerships that tap our cell programming approach to
maximize the therapeutic potential of hematopoietic cellular therapeutics. Over 1,200 clinical trials of hematopoietic
cellular therapeutics are currently being conducted in the United States, which include ground-breaking approaches for the
treatment of cancer, auto-immune diseases, degenerative diseases and genetic disorders. Most of these clinical trials use

CD34+ cells or T cells, including genetically engineered cells, as therapeutic entities which have not been programmed ex
vivo to optimize their therapeutic potential. Using our ex vivo cell programming approach, we believe we have the potential

to enhance the in vivo homing, proliferation and immuno-regulatory potential of CD34+ cells or the in vivo persistence,
proliferation and reactivity of T cells, among other properties, to maximize the therapeutic potential of hematopoietic
cellular therapeutics. We seek to collaborate with other companies engaged in the development of hematopoietic cellular
therapeutics, tapping our cell programming approach to optimize the therapeutic potential of product candidates.

Our Development Programs

We believe that ex vivo cell programming can positively affect the biological activity and therapeutic potential of cells in vivo, and that
severe, life-threatening diseases can be addressed through the development of programmed hematopoietic cellular therapeutics. Our initial
clinical product candidates are being developed as therapeutic entities for use in allogeneic HSCT.

Allogeneic HSCT is a well-established procedure that has been performed globally for decades with curative intent in patients with a wide
range of hematologic malignancies and rare genetic disorders, including inherited metabolic, immune and blood disorders. The procedure
involves transferring donor-derived hematopoietic cells, including hematopoietic stem cells (HSCs) and T cells, to a patient following the
administration of chemotherapy and/or radiation therapy. The biological properties of donor-derived CD34+ cells, including HSCs, and T cells
each play an essential role in determining outcomes of allogeneic HSCT. Donor-derived HSCs have the unique ability to engraft and reconstitute
a new blood and immune system, and donor-derived T cells have an important protective role following a transplant in eliminating residual
cancer cells and providing protection against life-threatening infections. The engraftment of donor-derived HSCs is essential for successful
reconstitution, and any delay or failure of HSC engraftment leaves a patient severely immuno-compromised and exposed to exceedingly high
risk of early morbidity and mortality. Additionally, while the donor-derived T cells impart a critical immunotherapeutic effect, alloreactive T
cells can result in a serious complication known as GvHD, where donor-derived T cells recognize antigens on patient's cells as foreign and
attack the patient's cells.
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The number of HSCT procedures has increased steadily over the past two decades more than 20,000 allogeneic HSCTs are performed
annually worldwide. For most patients undergoing allogeneic HSCT, the procedure represents the only remaining therapeutic option available to
achieve long-term disease-free remission and/or a functional cure. Disease-free survival rates of approximately 40-50% at two and five-years
following HSCT have been reported in multi-center clinical experiences for the treatment of hematologic malignancies. The highest risk of
relapse or death occurs during the initial months following the procedure, where the rate of relapse and non-relapse mortality is approximately
30-40% at six-months following HSCT.

Programmed Umbilical Cord Blood for Allogeneic HSCT (ProHema)

Our lead product candidate, ProHema, is an ex vivo programmed hematopoietic cellular therapeutic derived from umbilical cord blood.

ProHema is produced by programming the biological properties of CD34+ cells and T cells of umbilical cord blood ex vivo using the small
molecule modulator FT1050 (16,16 dimethyl prostaglandin E2, or dmPGE2). Our proprietary modulation process induces rapid activation of
genes involved in the homing, proliferation and survival of HSCs and in the cell cycle, reactivity and anti-viral properties of T cells.

Prostaglandin E2, or PGE2, was first identified in 2007 as a potent regulator of hematopoiesis by one of our scientific founders,
Dr. Leonard Zon of The Children's Hospital Boston. Using a pioneering chemical screening approach in zebrafish embryo, Dr. Zon identified a
number of small molecules that regulate processes involved in the development of the hematopoietic system. Dr. Zon subsequently showed that
CD34+ cells modulated with dmPGE2 out-compete unmodulated CD34+ cells and preferentially reconstitute the hematopoietic system in a
preclinical model of competitive HSCT.

We are developing ProHema to enable the curative potential of HSCT in patients across a wide range of ages and a broad spectrum of
life-threatening malignant diseases and rare genetic disorders. The United States Food and Drug Administration (FDA) has granted orphan
designation for ProHema for the enhancement of stem cell engraftment to treat neutropenia, thrombocytopenia, lymphopenia and anemia, and
the European Commission has granted orphan designation for ProHema for the treatment of acute myeloid leukemia.

Adult Patients with Hematologic Malignancies

Our Phase 2 PUMA Study. We are currently conducting a randomized, controlled, open-label Phase 2 multi-center clinical trial of
ProHema in adult subjects undergoing double umbilical cord blood transplantation (dAUCBT) for the treatment of hematologic malignancies
including acute lymphoblastic leukemia, acute myelogenous leukemia and non-Hodgkin lymphoma, a clinical trial which we refer to as the

PUMA (ProHema in UMbilical cord blood transplant in Adults) study. The PUMA study is designed to enroll 60 subjects, age 15 to 65 years,
and is currently being conducted at 11 leading allogeneic HSCT centers in the United States. Eligible subjects are being randomized, at a ratio of
2:1, with approximately 40 subjects expected to receive ProHema plus an unmanipulated cord blood unit, and approximately 20 concurrent
control subjects expected to receive a standard dUCBT. Based upon physician choice, subjects are being treated with one of two conditioning
regimens, an intense myeloablative regimen (MAC) or a reduced-intensity regimen (RIC), to destroy malignant cells and to prevent rejection of
the donor hematopoietic cells. Randomization is being stratified by conditioning regimen. An independent Data Monitoring Committee (iDMC)
is providing safety oversight during the conduct of the PUMA study. We expect data on the primary efficacy endpoint from the Phase 2 PUMA
study to be available in the second half of 2015.

The PUMA study is our first clinical investigation of ProHema where the CD34+ cells and T cells of umbilical cord blood are being
programmed in a nutrient-rich media, which we refer to as our NRM formulation. Our prior clinical investigations of ProHema utilized a
nutrient-free standard cell
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processing media for cell programming, a media which is commonly used throughout the HSCT setting today for the thawing and washing of
umbilical cord blood units. We believe, based on a series of preclinical assessments, that the clinical potency and efficacy profile of ProHema
may be significantly improved by programming CD34+ cells and T cells in our NRM formulation.

Multiple clinical endpoints that contribute significantly to the overall morbidity and mortality of allogeneic HSCT are being evaluated in
the PUMA study. These clinical endpoints include key measures of the hematopoietic reconstitution and immunotherapeutic potential of
ProHema, including time to and incidence of neutrophil and platelet engraftment, rates of engraftment failure, bacterial infections, viral
reactivation, GVHD, relapse of underlying disease and overall and disease-free survival. The primary endpoint of the PUMA study is based on a
categorical analysis of neutrophil engraftment, and the clinical trial is powered to show with statistical significance that 70% of subjects with
neutrophil engraftment in the ProHema treatment arm engraft prior to a pre-specified control day of neutrophil engraftment, which has been
established as 26 days for subjects receiving MAC and 21 days for subjects receiving RIC. Complications from delayed or failed neutrophil
engraftment following dUCBT are a leading contributor to non-relapse mortality, the risk of which increases several-fold in patients failing to
achieve early neutrophil engraftment.

We initiated enrollment of our PUMA study in March 2014. In December 2014, the PUMA study's iDMC conducted a pre-planned interim
safety review. A total of 12 subjects that received ProHema were included in the interim review, which assessed safety, time to engraftment,
rates of engraftment failure, infection, GvHD and early mortality. These initial data showed that subjects administered ProHema had an
improved median time of neutrophil engraftment and an increased incidence of early neutrophil engraftment, as compared to the pre-specified
control values of engraftment. Specifically, eight of 10 ProHema subjects receiving MAC achieved neutrophil engraftment, with a median time
to engraftment of 20 days, and one of two ProHema subjects receiving RIC achieved neutrophil engraftment on Day 14. Six of the nine
engrafting subjects administered ProHema achieved neutrophil engraftment prior to the applicable pre-specified control value of engraftment.
Two early deaths prior to engraftment, which were both attributed to the toxicity of the conditioning regimen received by the subjects, were
reported in the ProHema arm, and one subject administered ProHema failed to achieve neutrophil engraftment. Based on its consideration of the
data available as well as historical outcomes reported from multi-center clinical experiences, the iDMC determined that ProHema had met
established safety criteria and the nature and frequency of the adverse events did not show harm and was consistent with this patient population,
and supported continuation of the PUMA study.

The pre-specified control values of engraftment are based on multi-center reports published in the literature of historical median times to
neutrophil engraftment in adult patients undergoing dUCBT in the United States. We plan to utilize the data from the concurrent control subjects
in the PUMA study to provide context for validating the pre-specified control values of engraftment and for interpreting other clinical outcomes.
As there is no substantive difference in eligibility or in treatment course between the concurrent control arms of our PUMA study and our initial
Phase 2 ProHema-03 study described below, our assessment of the concurrent control subjects will include approximately 20 subjects from the
concurrent control arm of the PUMA study and the three subjects from the concurrent control arm of the ProHema-03 study.

If our PUMA trial is successful, we plan to seek additional regulatory guidance with the goal of initiating a registrational trial of ProHema,
which may include both adult and pediatric patients undergoing UCBT for hematologic malignancies. Based on the initial regulatory guidance
obtained to date, and preliminary statistical power calculations, we believe that a registrational program could consist of a single trial enrolling
approximately 200 patients, with time to engraftment of neutrophils, platelets or both, as the primary endpoint to support approval, and that a
single trial enrolling both adult and pediatric subjects may be sufficient for approval across both age groups, depending on the results.

6

10
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Our ProHema-03 Study. In December 2012, we initiated a randomized, controlled, open-label Phase 2 multi-center clinical trial of
ProHema in adult subjects undergoing dUCBT for the treatment of hematologic malignancies, a clinical trial which we refer to as our
ProHema-03 study. The ProHema-03 study had the same design, subject population, inclusion criteria, conditioning regimens and schedule as
the PUMA study, but used a nutrient-free standard cell processing media for the programming of CD34+ cells and T cells of umbilical cord
blood. Eight subjects received ProHema plus an unmanipulated cord blood unit and three concurrent control subjects received a standard
dUCBT. All subjects were conditioned using a MAC regimen. Seven of eight ProHema subjects achieved neutrophil engraftment, with a median
time of engraftment of 28 days, and one subject failed to achieve neutrophil engraftment. All three concurrent control subjects achieved
neutrophil engraftment, with a median time of engraftment of 31 days.

We have continued to follow the subjects in the ProHema-03 study, and we intend to follow such subjects for the two-year period following
HSCT. The one-year disease-free survival rate in the ProHema arm was 50%, as compared to 33.3% in the concurrent control arm, and the
one-year overall survival rate in the ProHema arm was 50%, as compared to 33.3% in the concurrent control arm. As of January 31, 2015, there
was no change in disease-free or overall survival rates from those reported at one-year following HSCT. Additionally, as of January 31, 2015,
there are no reports of any subjects experiencing secondary graft failure; one subject in the ProHema arm and one subject in the concurrent
control arm experienced Grade III acute GVHD, and one subject in the ProHema arm experienced Grade IV acute GvHD. Adverse events
attributed to ProHema were primarily limited to common infusion-related side effects.

In May 2013, we elected to pause enrollment in our ProHema-03 study, and we notified the FDA of our intent to generate data qualifying
an optimized manufacturing process for ProHema using our NRM formulation. In August 2013, we submitted to the FDA an amendment to our
Investigational New Drug (IND) application and an amended protocol defining how we planned to resume our Phase 2 clinical investigation of
ProHema using our NRM formulation. Specifically, we stated that we planned to enroll approximately 40 subjects using our NRM formulation
for the manufacture of ProHema. In March 2014, we submitted to the FDA manufacturing and product data incorporating our NRM formulation
for the manufacture of ProHema, and we commenced enrollment of our Phase 2 PUMA study.

Our ProHema-01 Study. In September 2011, we completed a controlled, open-label Phase 1b clinical trial of ProHema in adult subjects
undergoing dUCBT for the treatment of hematologic malignancies, a clinical trial which we refer to as our ProHema-01 study. All subjects were
conditioned using a RIC regimen, and a nutrient-free standard cell processing media was utilized for the programming of CD34+ cells and T
cells of umbilical cord blood.

The ProHema-01 trial consisted of two cohorts of patients with acute leukemia, non-Hodgkin lymphoma and myelodysplastic syndrome:
(1) an inactive cohort of nine subjects who received an unmanipulated cord blood unit and a cord blood unit modulated with FT1050 under
biologically inactive conditions; and (2) the ProHema cohort of 12 subjects who received ProHema and an unmanipulated cord blood unit. The
trial was conducted at the Dana Farber Cancer Institute and the Massachusetts General Hospital, and the results were compared against patient
outcomes from a then-current historical control group of 53 adult patients with hematologic malignancies undergoing dUCBT with the same
conditioning regimen at these same institutions.

The primary objective was to evaluate the safety of allogeneic HSCT using ProHema plus an unmanipulated cord blood unit. Secondary
objectives of the trial included the assessment of time to

11
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engraftment and 100-day survival. We observed the following potential clinical benefits in our ProHema-01 trial:

The ProHema cohort exhibited a statistically-significant improvement in time to neutrophil engraftment as compared to the
historical control group (p=0.043);

The disease-free survival rate at Day 100 following HSCT was 100% in the ProHema cohort, as compared to 76% in the
historical control group;

The cumulative incidence of neutrophil engraftment and the cumulative incidence of platelet engraftment in the ProHema
cohort compared favorably to both the inactive cohort and the historical control group; and

Cytomegalovirus (CMV) reactivation occurred in only two of 12 subjects (17%) in the ProHema cohort during the one-year
period following HSCT, which compares favorably to rates of CMV reactivation reported in the literature.

The following table shows the results observed in the ProHema-01 trial with respect to the key measures of time to engraftment and rate of
failure to achieve neutrophil engraftment:

Rate of Failure to

Median Time to Achieve Neutrophil
Cohort Engraftment Engraftment
ProHema (n=12) 17.5 days 0%
[range 14 - 31 days]
Inactive (n=9) 22.0 days 11%
[range 14 - 40 days]
Historical (n=53) 20.5 days 6%

[range 13 - 70 days]

We also evaluated the incidence of GvHD and observed, during the first 100-days following HSCT, there was an 8% incidence of Grade
[I-IV acute GvHD in the ProHema cohort, as compared to 17% in the historical control group. One subject in the ProHema cohort experienced
mild chronic GVHD. The trial met all established safety criteria and demonstrated that ProHema was well tolerated. Adverse events attributed to
ProHema consisted of mild to moderate infusion-related events consisting of rash, nausea, chills, flushing, abdominal pain, and cough, all of
which are considered common transplant-related side effects. One subject with known coronary artery disease experienced transient myocardial
ischemia that resolved promptly after completion of the infusion.

We followed all subjects in the ProHema cohort for a two-year period following HSCT in accordance with the study protocol, at which
time the study was concluded. During the two-year period following HSCT, there were no reports of any subject in the ProHema cohort
experiencing secondary graft failure. In addition, the one-year and two-year disease-free survival rates in the ProHema cohort were 58.3% and
41.7%, respectively. The corresponding one and two-year overall survival rates in the ProHema cohort were 75.0% and 58.3%, respectively.

Additionally, a retrospective analysis of the T cell compartment of subjects from our ProHema-01 study was conducted by the clinical
investigators. The assessment revealed that, at Day 100 following HSCT, subjects who received ProHema showed a two-fold increase in the
percentage of naive and early memory T cell fraction within the CD8+ T cell compartment, as compared to subjects who received two
unmanipulated cord blood units. Naive and early memory CD8+ T cell populations are believed to play a key role in promoting immune
reconstitution and viral immunity following HSCT. Consistent with these reported immuno-modulatory effects on CD8+ T cells, low rates of

viral reactivation were observed in our ProHema-01 study. We believe these findings suggest that ex vivo programming using
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FT1050 may also enhance the immuno-modulatory properties of T cells, and promote viral immunity and immune reconstitution following
HSCT.

Pediatric Patients with Rare Genetic Disorders

The transformative effect of allogeneic HSCT, and umbilical cord blood transplantation in particular, across a broad spectrum of rare
genetic disorders has been demonstrated and published in numerous clinical studies, case series and retrospective analyses of multi-national
patient registries. It is estimated that over 50 rare genetic disorders, many of which are life-threatening and lack alternative therapeutic options,
have been treated with allogeneic HSCT to date, including lysosomal storage disorders, such as Hurler syndrome, Krabbe disease and
metachromatic leukodystrophy; peroxisomal storage disorders, such as adrenoleukodystrophy; hemoglobinopathies, such as sickle cell disease
and certain thalassemias; inherited bone marrow failure syndromes, such as Fanconi anemia and Diamond-Blackfan anemia; and inherited
immune deficiencies, such as Wiskott-Aldrich syndrome. Since allogeneic hematopoietic cells are sourced from healthy donors, we believe our
product candidates have the inherent potential to correct genetic defects across a wide range of rare genetic disorders, whether they are caused
by defective genes encoding enzymes, hemoglobin or other essential proteins.

Inherited metabolic disorders, or IMDs, include a range of genetic enzyme deficiencies that interfere with critical metabolic pathways
necessary to maintain normal organ function. In many of these disorders, the enzyme deficiency leads to cellular accumulation of toxic
intermediates within the brain, causing progressive neurological damage that cannot be addressed with traditional enzyme replacement therapy.
Long-term follow up of children with LSDs and peroxisomal storage disorders who underwent allogeneic HSCT has shown that the progressive
worsening of many clinical manifestations can be prevented or substantially reduced through early allogeneic HSCT intervention. These effects
have been attributed to the ability of donor-derived HSCs to home to and engraft within the central nervous system (CNS), where they give rise
to microglia cells that become a permanent source of enzyme supply through a process called cross-correction.

We believe the programming of CD34+ cells has the potential to significantly improve the homing of donor-derived cells across the
blood-brain barrier, arresting degenerative neurological manifestations and improving the course of disease progression in pediatric patients with
rare genetic disorders, such as IMDs. We have demonstrated in sub-lethally irradiated NSG mice that the modulation of human CD34+ cells
with FT1050, as compared to unmanipulated CD34+ cells, significantly increases the number of human cells that home to and migrate across the
blood-brain barrier into the CNS at 20 hours following administration. Additionally, in in vivo murine models of allogeneic HSCT, we have
demonstrated that the use of FT1050-programmed donor CD34+ cells, as compared to unmanipulated donor CD34+ cells, led to a
statistically-significant increase both in the engraftment of donor CD34+ cells (p=0.008) and in the donor-derived expression of iduronidase, the
gene that is defective in patients with Hurler syndrome, in the brain (p=0.018) at eight weeks following administration.

CNS Engraftment Enzyme mRNA in CNS
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Our Phase 1b PROVIDE Study. During the first half of 2015, we plan to initiate an open-label Phase 1b multi-center clinical trial of
ProHema in pediatric subjects undergoing single umbilical cord blood transplantation (sUCBT) for the treatment of IMDs, a clinical trial which

we refer to as the PROVIDE (PROHema eValuation for the treatment of /nherited metabolic DisordErs) study. The PROVIDE trial is designed
to enroll up to 12 subjects with various forms of IMDs, between the ages of 1 and 18, at up to three leading pediatric HSCT centers in the United
States. The study inclusion criteria allow for the enrollment of pediatric subjects with sixteen different types of IMDs, including Hurler and
Hunter syndromes, Krabbe disease and various other leukodystrophies, among others. While the primary endpoint of the PROVIDE study is
safety as assessed by neutrophil engraftment, we plan to follow subjects for a two-year period following HSCT and regularly conduct a series of
neuro-imaging and neuro-cognitive assessments to explore the potential of the programmed hematopoietic cells to provide long-term
replacement of the otherwise deficient enzyme to the CNS. Subject to commencing enrollment in accordance with our plans, we expect to report
initial topline data from our PROVIDE study in 2015.

Pediatric Patients with Hematologic Malignancies

Each year, over 3,500 children in the United States are diagnosed with leukemia, many of whom may ultimately require HSCT. For
pediatric patients, the standard of care in umbilical cord blood transplantation for the treatment of hematologic malignancies utilizes a single
cord blood unit. While the cell dose received by a pediatric patient from a single cord blood unit can be sufficient, data suggest that pediatric
patients undergoing SUCBT are at high risk for experiencing delayed engraftment, graft failure and transplant-related morbidity and mortality.

Our Phase 1b PROMPT Study. In April 2014, the FDA permitted our IND amendment to go into effect for the clinical development of
ProHema using our NRM formulation in pediatric patients undergoing sUCBT following myeloablative conditioning for the treatment of various
hematologic malignancies, such as acute lymphoblastic leukemia and acute myeloid leukemia, a clinical trial which we refer to as the PROMPT

(PROHema for the treatment of hematologic Malignancies in PediaTric patients) study. The PROMPT study is designed to enroll up to 18
subjects, between the ages of 1 and 18, at three leading pediatric HSCT centers in the United States. The primary endpoint of the PROMPT
study is safety as assessed by neutrophil engraftment. The study will also evaluate various parameters of efficacy, including additional measures
of neutrophil engraftment, platelet engraftment, rates of engraftment failure, GvHD, serious infections, and disease-free and overall survival. We
are currently screening subjects for enrollment in our Phase 1b PROMPT study, and data on the primary endpoint is expected in the second half
of 2015.

Our ProHema-02 Study. Our decision to conduct a Phase 1b clinical trial of ProHema in pediatric subjects undergoing sUCBT for
hematologic malignancies was supported by a Phase 1 clinical trial that we conducted to determine safety in the setting of sSUCBT in adult
subjects with hematologic malignancies, a clinical trial which we refer to as the ProHema-02 trial. Qualifying subjects received a single
ProHema cord blood unit following reduced-intensity conditioning. The primary endpoint of the trial was safety, and we analyzed a range of
engraftment measures as well as rates of GvHD, relapse and survival. Of the eight subjects enrolled, six subjects, ages 39-63 years (median
43.5 years), were evaluable. Four of the six evaluable subjects engrafted at Days 17, 19, 22 and 37, and two subjects experienced primary graft
failure. We followed all evaluable subjects for a one-year period following HSCT, at which time the study was concluded. During the one-year
period following HSCT, there were no reports of any subject experiencing secondary graft failure. All four engrafting subjects were alive at Day
100, and two of the four engrafting subject were alive at one year, following HSCT. There were no reported incidents of acute or chronic GvHD.
Adverse events attributed to ProHema were limited to common transplant-related side effects.
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Programmed Mobilized Peripheral Blood for Allogeneic HSCT

Mobilized peripheral blood (mPB) is the predominant cell source used in HSCT. While the use of mPB is associated with faster rates of
neutrophil and platelet engraftment compared to other cell sources, approximately 35-50% of patients develop severe viral infections, such as
CMV infection, within the first 100 days following HSCT and approximately 50% of patients develop acute GVHD within the first 180 days
following HSCT. We believe our cell programming approach has the potential to mitigate these T cell-mediated complications and improve
outcomes in patients undergoing HSCT with mPB as a cell source.

At the 56th Annual Meeting and Exposition of the American Society of Hematology in December 2014, we presented data showing that a
newly-identified small molecule modulator, referred to as FT4145, synergizes with FT1050 to promote the supra-physiologic activation of genes
implicated in the cell cycle, immune tolerance and anti-viral properties of T cells, as well as in the survival, proliferation and engraftment
potential of CD34+ cells. Specifically, the programming of CD34+ cells with FT1050 and FT4145 resulted in a 60-fold increase in CXCR4 gene
expression levels and a statistically-significant increase in engraftment as compared to unmodulated cells. Additionally, T cells programmed
with FT1050 and FT4145 were found to have a 66% reduction of cell-surface protein expression of ICOS, a key T cell activation marker, and a
statistically-significant reduction in proliferation rates as compared to unmodulated cells. We are currently preparing for an IND application for
FT1050-FT4145 programmed mobilized peripheral blood, which we plan to submit to the FDA in 2015, to support the initiation of a clinical
trial to assess our programmed mobilized peripheral blood candidate in adult subjects undergoing allogeneic HSCT for the treatment of
hematologic malignancies.

Nutrient-Rich Media Formulation

We have incorporated our NRM formulation into all of our clinical development programs for ProHema, including our PUMA, PROMPT
and PROVIDE studies. In the conduct of our ProHema-01, ProHema-02 and ProHema-03 clinical trials of ProHema, we utilized a nutrient-free
standard cell processing media for cell programming, a media which is commonly used throughout the HSCT setting today for the thawing and
washing of umbilical cord blood units. During the second quarter of 2013, we completed in vitro and animal studies demonstrating that the
clinical potency and efficacy profile of ProHema may be significantly improved by programming the biological properties of CD34+ cells and T
cells of umbilical cord blood in a nutrient-rich processing media. Using our NRM formulation, as compared to the use of nutrient-free standard
cell processing media, we have shown that CD34+ cells programmed with FT1050 had an 8-fold increase in CXCR4 gene expression and a
statistically significant increase in cell-surface protein expression of CXCR4, a key receptor implicated in the homing of HSCs to the bone
marrow niche (p<0.05); and ex vivo programmed CD34+ cells exhibited a more than two-fold improvement in HSC engraftment at 12-weeks
post-transplant in a xenograft mouse study (p=0.0005). We believe that the clinical potency and efficacy profile of ProHema may be
significantly improved by programming CD34+ cells and T cells in our NRM formulation.

Our Research Programs

We seek to leverage our scientific, clinical and regulatory expertise with ProHema to build a pipeline of programmed CD34+ cells and
programmed T cells as therapeutic entities for use beyond the HSCT setting. We have built a leadership position in the identification of
pharmacologic modulators, including combinations of modulators, that promote rapid and supra-physiologic activation or inhibition of
therapeutically-relevant genes and cell-surface proteins on CD34+ cells and T cells. Additionally, our patent-protected iPSC technology allows

us to engineer and program the fate of cells ex vivo, and we have demonstrated the potential to create large quantities of homogeneous cell
populations, including hematopoietic cells and myogenic progenitor cells, that can otherwise be limited in quantity, difficult to manufacture,
heterogeneous in composition and unoptimized for efficacy.
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Programmed Hematopoietic Cells

We are currently investigating several attractive opportunities for programmed hematopoietic cellular candidates with disease-transforming
potential, including programmed CD34+ cells and programmed T cells for the regulation of the immune system. Using our screening platform,
we have identified a triple modulator combination of pharmacologic modulators that programs human CD34+ cells to express high levels of
PD-L1, a key immunosuppressive protein. The role of the PD-1/PD-L1 pathway is being explored in the field of cancer immunotherapy and the
recent clinical success of PD-1 checkpoint inhibitors to dramatically enhance the ability of T cells to eliminate cancer cells provides support for
the potent immunosuppressive potential of PD-L1 expression. We are exploiting PD-L1 expression to limit the activity of activated T cells
arising from an inflammatory or auto-immune response. Using a combination of three modulators, we have increased by greater than 100-fold
the gene expression levels of PD-L1 on CD34+ cells during a transient ex vivo modulation. Additionally, CD34+ cells programmed with the
three-modulator combination have been shown to significantly reduce the proliferation rates of activated T-cells using in vitro assays, as
compared to unmodulated HSCs. The Company is currently investigating the in vivo therapeutic potential of PD-L1 programmed CD34+ cells to
selectively home to sites of, and suppress, T cell proliferation and cytokine production. We aim to nominate an additional programmed
hematopoietic cellular candidate for further development in 2015.

iPSC-derived Cellular Therapeutics

We believe iPSC technology has the potential to enable the next frontier in the development of cellular therapeutics. The seminal discovery

that it is possible to reprogram the fate of fully-differentiated human cells ex vivo through the expression of certain genes and factors, such that
the reprogrammed cell's cellular and physiological traits are similar to those of an embryonic stem cell, is one of the most remarkable scientific
breakthroughs of the past decade and was recognized with the 2012 Nobel Prize in Science and Medicine. The advent of iPSCs, with their

capacity to be cultured and expanded indefinitely in vitro and to serve as a potentially unlimited cell source for differentiation into specialized
cell types, introduces a new and potentially disruptive strategy for modeling human disease and developing innovative cellular therapeutics.

In collaboration with two of our Scientific Founders, Dr. Rudolf Jaenisch of the Whitehead Institute for Biomedical Research and
Dr. Sheng Ding of the Gladstone Institute at UCSF, we have developed a proprietary, small molecule-enhanced iPSC platform. We believe our
iPSC platform can enable the development of entirely new classes of autologous, allogeneic, and genome-edited cellular therapeutics with
disease-transforming potential. Our patent-protected iPSC technology enables the isolation, genetic-engineering, selection and characterization
of pluripotent cells, at the single-cell level, for clonal expansion. Additionally, we have demonstrated the potential to create large quantities of
homogenous cell populations in the hematopoietic lineage, such as CD34+ cells, T cells and NK cells, which can otherwise be limited in
quantity, difficult to manufacture, heterogeneous in composition and unoptimized for efficacy. We are currently applying our iPSC platform to
the research and development of iPSC-derived cellular therapeutics for the treatment of hematologic, immunologic and skeletal muscle diseases
and disorders.

Our Intellectual Property
Overview

We seek to protect our product candidates and our cell programming technology through a variety of methods, including seeking and
maintaining patents intended to cover our products and compositions, their methods of use and processes for their manufacture, our platform
technologies and any other inventions that are commercially important to the development of our business. We seek to
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obtain domestic and international patent protection and, in addition to filing and prosecuting patent applications in the United States, we
typically file counterpart patent applications in additional countries where we believe such foreign filing is likely to be beneficial, including
Europe, Japan, Canada, Australia and China. We continually assess and refine our intellectual property strategy in order to best fortify our
position, and we are prepared to file additional patent applications if our intellectual property strategy warrants such filings. We also rely on
know-how, continuing technological innovation and in-licensing opportunities to develop and maintain our proprietary position. We have
entered into exclusive license agreements with various academic and research institutions to obtain the rights to use certain patents for the
development and commercialization of our product candidates.

As of March 6, 2015, our intellectual property portfolio is currently composed of 107 issued patents, 148 patent applications that we license
from academic and research institutions and 53 patent applications that we own. These patents and patent applications generally provide us with
the rights to develop our product candidates in the United States and worldwide. This portfolio covers our product candidates, including
ProHema, our cell programming approach and our iPSC technology. We believe that we have a significant intellectual property position and
substantial know-how relating to the programming of hematopoietic cells and to iPSC technology.

We cannot be sure that patents will be granted with respect to any of our pending patent applications or with respect to any patent
applications we may own or license in the future, nor can we be sure that any of our existing patents or any patents we may own or license in the
future will be useful in protecting our technology. Please see "Risk Factors Risks Related to Our Intellectual Property" for additional information
on the risks associated with our intellectual property strategy and portfolio.

Intellectual Property Relating to the Programming of Hematopoietic Cells

As of March 6, 2015, we own eight families of pending U.S. and foreign patent applications covering the programming of hematopoietic
cells. This portfolio includes 24 pending applications relating to ProHema and other therapeutic compositions of hematopoietic cells that have
been pharmacologically-modulated to enhance their therapeutic properties, and methods of manufacturing their cellular compositions.

Applications in this portfolio include claims covering (i) therapeutic compositions of human hematopoietic cells that have been programmed ex

vivo with one or more agents, such as a prostaglandin agonist, to guide their fate and optimize their therapeutic function in vivo and (ii) methods
of improving HSCT and methods of treating patients requiring hematopoietic reconstitution, as well as disclosures of methods for preparing cell
populations for HSCT. Our portfolio also includes applications relating to cell culture media, including our NRM formulation, for improved

processing and programming of cells ex vivo and a cell potency assay for rapidly assessing and quantifying the biological function and
therapeutic potential of programmed cell populations. Any U.S. patents issued from these applications will have statutory expiration dates
between 2030 and 2034.

Additionally, we have an exclusive license to an intellectual property portfolio consisting of two families of issued patents and pending
patent applications co-owned by the Children's Medical Center Corporation and The General Hospital Corporation. As of March 6, 2015, we
currently have exclusive rights to 20 issued patents and 23 pending patent applications in the United States and worldwide relating to methods
for promoting tissue growth or regeneration (including the reconstitution of the hematopoietic system) using modulators that up-regulate the
prostaglandin signaling pathway or its downstream mediators. These patent rights consist of issued U.S. patents (including U.S. Patents
8,168,428 and 8,563,310) claiming methods for promoting HSC engraftment and reconstitution through the ex vivo modulation of HSCs using
FT1050, including HSCs obtained from cryopreserved cord blood, bone marrow and mobilized peripheral blood. Pending applications in the
United States and foreign jurisdictions are directed to therapeutic compositions of HSCs derived from cord blood, wherein the cells have been
modulated by increasing prostaglandin activity, methods of preparing these
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compositions, and methods of promoting hematopoietic reconstitution, expansion and self-renewal using modulators that increase prostaglandin
signaling activity. Any patents within this portfolio that have issued or may yet issue will have a statutory expiration date in 2027.

We have also licensed exclusive rights to two families of patent applications from the Indiana University Research and Technology
Corporation claiming methods of enhancing HSCT procedures by altering prostaglandin activity in HSCs and methods of enhancing viral
transduction efficiency in the genetic engineering of stem cells including HSCs. These applications describe methods of increasing mobilization
of stem cells from a stem cell donor, and methods for increasing HSC homing and engraftment in a stem cell transplant recipient. One family of
applications is directed to preferentially modulating certain receptors present on HSCs to increase the therapeutic potential of such cells for
homing and engraftment. Claims in these applications specifically cover the modulation of umbilical cord blood by altering prostaglandin
activity and methods for increasing viral transduction efficiency for gene therapy. These applications are currently pending in the United States
and in certain foreign jurisdictions, and U.S. patents, if issued, from the applications could have terms expiring in 2029 or 2030.

Intellectual Property Relating to iPSC Technology

As of March 6, 2015, we own three patent families with applications pending in the US and internationally directed to programming the

fate of somatic cells ex vivo, including applications related to our platform for industrial-scale iPSC generation and applications related to
differentiation of iPSCs into specialized cells with therapeutic potential. These applications cover novel methods of reprogramming and our
proprietary small molecule-enhanced cell culture system which enables highly-efficient iPSC derivation, selection, engineering, characterization
and expansion while maintaining high quality, homogeneous cells. Any patents issued from these applications will expire on dates ranging from
2031 to 2037.

Additionally, we have licensed from the Whitehead Institute for Biomedical Research a portfolio of four patent families including issued
patents and pending applications broadly applicable to the reprogramming of somatic cells. Our license is exclusive in commercial fields,
including for drug discovery and therapeutic purposes. This portfolio covers the generation of human pluripotent cells from somatic cells and, as
of March 6, 2015, includes six issued U.S. patents (including U.S. Patents 8,071,369 and 7,682,828) claiming compositions used in the
reprogramming of mammalian somatic cells to a less differentiated state (including to a pluripotent state), and methods of making a cell more
susceptible to reprogramming. Specifically, the portfolio includes a composition of matter patent issued in the United States covering a cellular
composition comprising a somatic cell having an exogenous nucleic acid that encodes an Oct4 protein. Oct4 is the key pluripotency gene most
commonly required for the generation of human iPSCs. These issued patents and any patents that may issue from these pending patent
applications will expire on dates ranging from 2024 to 2029.

We also have exclusive licenses from The Scripps Research Institute to a portfolio of seven patent families relating to compositions and
methods for reprogramming mammalian somatic cells, which covers non-genetic and viral-free reprogramming mechanisms, including the use
of various small molecule classes and compounds and the introduction of cell-penetrating proteins to reprogram mammalian somatic cells. This
portfolio includes issued U.S. patents (U.S. Patents 8,044,201 and 8,691,573) that provide composition of matter protection for a class of small
molecules, including thiazovivin, that are critical for inducing the generation, and maintaining the pluripotency, of iPSCs, and compositions and
methods of using the small molecule. Any issued patents and any patents that may issue from patent applications pending in the US and
internationally in this portfolio will have statutory expiration dates ranging from 2026 to 2032.
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Children's Medical Center Corporation

In May 2009, we entered into a license agreement with Children's Medical Center Corporation, or CMCC, for rights relating to therapeutic
compositions of modulated HSCs and methods for promoting reconstitution of the hematopoietic system using modulators of the prostaglandin
pathway, as described in more detail above under "Intellectual Property Relating to the Programming of Hematopoietic Cells." Under our
agreement with CMCC, we acquired an exclusive royalty-bearing, sublicensable, worldwide license to make, use and sell products covered by
the licensed patent rights, and to perform licensed processes, in each case, in all fields. CMCC retains a non-exclusive right to practice and use
the patent rights for research, educational, clinical or charitable purposes, and also to license other academic and nonprofit organizations to
practice the patent rights for research, educational, and charitable purposes (but excluding any clinical use and commercialization of the patent
rights to the extent granted to us under the license agreement). Our license is also subject to pre-existing rights of the U.S. government and rights
retained by the Howard Hughes Medical Institute and the General Hospital Corporation to use the patent rights for research purposes.
Additionally, if we make any discovery or invention that is described in a patent application and is not within the scope of the licensed patent
rights but would not have been made but for the licensed patent rights, we are required to disclose the invention to CMCC and enter into a
non-exclusive license agreement with CMCC, for no more than a nominal fee, for CMCC to practice the invention solely for internal research
purposes or clinical purposes and not for commercial purposes.

Under the terms of the license agreement, we are required to pay to CMCC an annual license maintenance fee during the term of the
agreement. We also are required to make payments to CMCC of up to $5.0 million per product in development, regulatory and sales milestones.
If commercial sales of a licensed product commence, we will pay CMCC royalties at percentage rates ranging in the low- to mid-single digits on
net sales of licensed products in countries where such product is protected by patent rights. Our obligation to pay royalties continues on a
country by country basis until the expiration of all licensed patent rights covering licensed products in such country, and our royalty payments
will be reduced by other payments we are required to make to third parties until a minimum royalty percentage has been reached. In the event
that we sublicense the patent rights, CMCC is also entitled to receive a percentage of the sublicensing income received by us.

Under the license with CMCC, we are obligated to use commercially reasonable efforts to bring a licensed product to market as soon as
practicable, and also to use good faith and diligent efforts to manufacture and distribute a licensed product, and make licensed products
reasonably available to the public during the term of the agreement. We are also required to use good faith and diligent efforts to meet the
milestones set forth in development plans as part of the agreement, subject to any revisions to the development plans that may be permitted
under certain circumstances. Additionally, if a third party expresses interest in an area under the license that we are not pursuing, under the terms
of our agreement with CMCC, we may be required to sublicense rights in that area to the third party.

The agreement will continue until the last to expire of the patent rights. We may terminate the agreement by providing prior written notice
to CMCC, and CMCC has the right to terminate the agreement if we fail to pay royalties or otherwise materially breach the agreement and fail to
cure such breach within a specified grace period. CMCC may also terminate the agreement should we cease operations or in the event of our
bankruptcy or insolvency.

Whitehead Institute for Biomedical Research

In February 2009, we entered into a license agreement with the Whitehead Institute for Biomedical Research, as amended in October 2009
and September 2010, for rights relating to compositions and methods for reprogramming somatic cells to a less differentiated or pluripotent
state.
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Under our agreement with the Whitehead Institute, we acquired an exclusive royalty-bearing, sublicensable, worldwide license to make, use and
sell licensed products in all fields for commercial purposes, excluding the sale or distribution of reagents for basic research use. The licensed
patent rights are described in more detail above under "Intellectual Property Relating to iPSC Technology." The Whitehead Institute retains the
right to practice the patent rights for research, teaching and educational purposes, including in corporate-sponsored research under limited
circumstances and in some cases only after obtaining our consent. The Whitehead Institute also retains the right to license other academic and
non-profit research institutes to practice the patent rights for research, teaching and educational purposes, but not for corporate-sponsored
research. Our license is also subject to pre-existing rights of the U.S. government.

Under the terms of the license agreement, we are required to pay the Whitehead Institute an annual license maintenance fee during the term
of the agreement, and are also required to make payments of up to $2.3 million for development and regulatory milestones achieved with respect
to licensed products. If commercial sales of a licensed product commence, we will also be required to pay royalties at percentage rates in the
low-single digits on net sales of licensed products. Our royalty payments are subject to reduction for any third-party payments required to be
made until a minimum royalty percentage has been reached. In the event that we sublicense the patent rights, the Whitehead Institute is also
entitled to receive a percentage of the sublicensing income received by us.

Under the license agreement with the Whitehead Institute, we are obligated to use commercially reasonable efforts to develop and
commercialize licensed products, and to make licensed products or processes reasonably available to the public. In particular, we are required to
commit a minimum amount of funding toward the development of a licensed product on an annual basis or conduct activities toward specific
development milestones.

The agreement will continue until the abandonment of all patent rights or expiration of the last to expire licensed patent. The Whitehead
Institute may terminate the agreement if we default in the performance of any of our obligations and fail to cure the default within a specified
grace period, or if we institute a proceeding to challenge the patent rights. The Whitehead Institute may also terminate the agreement if we cease
to carry out our business or become bankrupt or insolvent. We may terminate the agreement for any reason upon prior written notice to the
Whitehead Institute and payment of all amounts due to the Whitehead Institute through the date of termination.

The Scripps Research Institute

We have entered into various license agreements with The Scripps Research Institute, or TSRI, for rights relating to compositions and
methods for reprogramming somatic cells, including the use of various small molecule classes and compounds in the reprogramming and
maintenance of iPSCs. Under our agreements with TSRI, or the TSRI License Agreements, we acquired exclusive royalty-bearing,
sublicensable, worldwide licenses to make, use and sell products covered by the licensed patent rights, and to perform licensed processes, in
each case, in all fields. The licensed patent rights are described in more detail above under "Intellectual Property Relating to iPSC Technology."
TSRI retains a non-exclusive right to practice and use the patent rights for non-commercial educational and research purposes, and to license
other academic and non-profit research institutions to practice the patent rights for internal basic research and education purposes. Under certain
of our TSRI License Agreements, other third parties maintain a right to practice the patent rights for their internal use only. Our license is also
subject to pre-existing rights of the U.S. government.

Under the terms of the TSRI License Agreements, we are required to pay to TSRI annual minimum fees during the term of each agreement.
Additionally, upon the achievement of specific regulatory and commercial milestones, we are required to make payments to TSRI of up to

approximately $1.75 million under each of the TSRI License Agreements. We will also be required to
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pay TSRI royalties at percentage rates ranging in the low- to mid-single digits on net sales of licensed products. In the event that we sublicense
the patent rights, TSRI is also entitled to receive a percentage of the sublicensing income received by us.

Under the TSRI License Agreements, we are obligated to use commercially reasonable efforts to meet the development benchmarks set out
in development plans under each of the TSRI License Agreements, or otherwise expend a minimum specified amount per year for product
development. TSRI has the right to terminate any TSRI License Agreement if we fail to perform our obligations under the applicable agreement,
including failure to meet any development benchmark or to use commercially reasonable efforts and due diligence to develop a licensed product,
or if we otherwise breach the agreement, challenge the licensed patent rights, are convicted of a felony involving the development or
commercialization of a licensed product or process, or become insolvent. We may terminate any of our TSRI License Agreements by providing
ninety days' written notice to TSRI. Each TSRI License Agreement otherwise terminates upon the termination of royalty obligations under such
agreement.

Manufacturing

We are responsible for ensuring consistent manufacture in compliance with regulatory requirements as necessary for marketing approval.
We do not own or operate any of our own manufacturing facilities. Other than small amounts of materials that we may synthesize ourselves for
preclinical testing, we currently rely, and expect to continue to rely, on third parties for the manufacture of our required materials, including our
clinical materials and product candidates.

ProHema is a composition of ex vivo programmed human cord blood cells. ProHema is produced by treating qualified human umbilical
cord units with FT1050 in a multi-step programming process that is performed on the day of HSCT in relative close proximity to the patient,
such that ProHema may be administered within two hours after manufacture. Currently, the manufacture of ProHema is performed at clinical
cell processing facilities operated by or affiliated with our clinical sites. The manufacturing process consists largely of a closed production
environment. We aim to continue to close such process to further standardize the manufacture of ProHema across clinical cell processing
facilities. In the future we may manufacture ProHema at facilities operated by us, by transplant centers, or by third parties.

Human cord blood cells are used as the starting cellular source material for the manufacture of ProHema. Cryopreserved cord blood units,
or CBUs, meeting clinical protocol criteria are identified and sourced by the HSCT centers through online search facilities that are able to
identify potentially suitable CBUs from cord blood banks around the world, based upon a patient's human leukocyte antigen type and cell dose
requirements. Other components used in the manufacture of ProHema include our NRM formulation as well as disposable materials, such as
bags and tubing sets. To date, we have obtained all components required for the manufacture of ProHema, including FT1050 and our NRM
formulation, from third-party manufacturers and suppliers, which include, in some instances, sole source manufacturers and suppliers. We do not
currently have long-term commitments or supply agreements in place to obtain certain components used in the manufacture of ProHema.

Marketing & Sales

Because HSCT is a highly-specialized procedure performed at a limited number of centers, we intend to commercialize any products that
we may successfully develop. We currently have limited experience in marketing or selling therapeutic products. To market any of our products
independently would require us to develop a sales force with technical expertise along with establishing commercial infrastructure and
capabilities. Our commercial strategy for marketing our products also may include the use of strategic partners, distributors, a contract sales
force or the establishment of our own
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commercial infrastructure. We plan to further evaluate these alternatives as we approach approval for one of our product candidates.
Government Regulation

In the United States, the FDA regulates biological products under the Federal Food, Drug, and Cosmetic Act, or FDCA, and the Public
Health Service Act, or PHS Act, and related regulations, and drugs under the FDCA and related regulations. Biological products and drugs are
also subject to other federal, state, local, and foreign statutes and regulations. The FDA and comparable regulatory agencies in state and local
jurisdictions and in foreign countries impose substantial requirements upon the clinical development, manufacture and marketing of biological
products and drugs. These agencies and other federal, state, local, and foreign entities regulate research and development activities and the
testing, manufacture, quality control, safety, effectiveness, packaging, labeling, storage, distribution, record keeping, reporting, approval or
licensing, advertising and promotion, and import and export of our products. Failure to comply with the applicable U.S. regulatory requirements
at any time during the product development process or after approval may subject an applicant to administrative or judicial sanctions. In
addition, government regulation may delay or prevent marketing of product candidates for a considerable period of time and impose costly
procedures upon our activities.

Marketing Approval

The process required by the FDA before biological products and drugs may be marketed in the United States generally involves the
following:

completion of nonclinical laboratory and animal tests according to good laboratory practices, or GLPs, and applicable
requirements for the humane use of laboratory animals or other applicable regulations;

submission to the FDA of an IND application which must become effective before human clinical trials may begin;

performance of adequate and well-controlled human clinical trials according to the FDA's regulations commonly referred to
as good clinical practices, or GCPs, and any additional requirements for the protection of human research subjects and their
health information, to establish the safety and efficacy of the proposed biological product or drug for its intended use or

uses;

for a biological product, submission to the FDA of a Biologics License Application, or BLA, for marketing approval that
includes substantive evidence of safety, purity, and potency from results of nonclinical testing and clinical trials, and, for a
drug, submission of a New Drug Application, or NDA, that includes substantive evidence of the product's safety and

efficacy;

satisfactory completion of an FDA pre-approval inspection of manufacturing facilities where the product is produced to
assess compliance with good manufacturing practices, or GMPs, to assure that the facilities, methods and controls are
adequate, and, if applicable, the FDA's current good tissue practices, or GTPs, for the use of human cellular and tissue

products to prevent the introduction, transmission or spread of communicable diseases;

potential FDA audit of the nonclinical study sites and clinical trial sites that generated the data in support of the BLA or
NDA; and

FDA review and approval, or licensure, of the BLA and review and approval of the NDA which must occur before a
biological product and a drug can be marketed or sold.
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U.S. Biological Products and Drug Development Process

Before testing any biological product or drug candidate in humans, nonclinical tests, including laboratory evaluations and animal studies to
assess the potential safety and activity of the product candidate, are conducted. The conduct of the nonclinical tests must comply with federal
regulations and requirements including GLPs.

Prior to commencing the first clinical trial, the trial sponsor must submit the results of the nonclinical tests, together with manufacturing
information, analytical data, any available clinical data or literature and a proposed clinical protocol, to the FDA as part of an initial IND
application. Some nonclinical testing may continue even after the IND application is submitted. The IND application automatically becomes
effective 30 days after receipt by the FDA unless the FDA, within the 30-day time period, raises concerns or questions about the conduct of the
clinical trial and places the trial on a clinical hold. In such case, the sponsor of the IND application must resolve any outstanding concerns with
the FDA before the clinical trial may begin. The FDA also may impose a clinical hold on ongoing clinical trials due to safety concerns or
non-compliance. If a clinical hold is imposed, a trial may not recommence without FDA authorization and then only under terms authorized by
the FDA. Further, an independent institutional review board, or IRB, for each site proposing to conduct the clinical trial must review and
approve the plan for any clinical trial before it commences at that site. An IRB is charged with protecting the welfare and rights of study subjects
and considers such items as whether the risks to individuals participating in the clinical trials are minimized and are reasonable in relation to
anticipated benefits. The IRB also approves the form and content of the informed consent that must be signed by each clinical trial subject or his
or her legal representative and must monitor the clinical trial until completed.

Clinical trials involve the administration of the product candidate to healthy volunteers or patients under the supervision of qualified
investigators, generally physicians not employed by or under the trial sponsor's control. Clinical trials are conducted under protocols detailing,
among other things, the objectives of the clinical trial, dosing procedures, subject selection and exclusion criteria, and the parameters to be used
to monitor subject safety, including rules that assure a clinical trial will be stopped if certain adverse events occur. Each protocol and any
amendments to the protocol must be submitted to the FDA and to the IRB.

For purposes of BLA or NDA approval, human clinical trials are typically conducted in three sequential phases that may overlap:

Phase 1 The investigational product is initially introduced into healthy human subjects and tested for safety. In the case of
some products for severe or life-threatening diseases, especially when the product may be too inherently toxic to ethically
administer to healthy volunteers, the initial human testing is often conducted in patients. These trials may also provide early

evidence on effectiveness.

Phase 2 These trials are conducted in a limited number of patients in the target population to identify possible adverse effects
and safety risks, to preliminarily evaluate the efficacy of the product for specific targeted diseases and to determine dosage
tolerance and optimal dosage. Multiple Phase 2 clinical trials may be conducted by the sponsor to obtain information prior to

beginning larger and more expensive Phase 3 clinical trials.

Phase 3 Phase 3 trials are undertaken to provide statistically significant evidence of clinical efficacy and to further evaluate
dosage, potency, and safety in an expanded patient population at multiple clinical trial sites. They are performed after
preliminary evidence suggesting effectiveness of the product has been obtained, and are intended to establish the overall
benefit-risk relationship of the investigational product, and to provide an adequate basis for product approval and labeling.
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Post-approval clinical trials, sometimes referred to as Phase 4 clinical trials, may be conducted after initial marketing approval. These trials
may be required by the FDA as a condition of approval and are used to gain additional experience from the treatment of patients in the intended
indication, particularly for long-term safety follow-up. The FDA has statutory authority to require post-market clinical trials to address safety
issues. All of these trials must be conducted in accordance with GCP requirements in order for the data to be considered reliable for regulatory
purposes.

During all phases of clinical development, regulatory agencies require extensive monitoring and auditing of all clinical activities, clinical
data, and clinical trial investigators. Annual progress reports detailing the results of the clinical trials must be submitted to the FDA. Within 15
calendar days after the sponsor determines that the information qualifies for reporting, written IND safety reports must be submitted to the FDA
and the investigators for serious and unexpected adverse events; any findings from other studies, tests in laboratory animals or in vitro testing
that suggest a significant risk for human subjects; or any clinically important increase in the rate of a serious suspected adverse reaction over that
listed in the protocol or investigator brochure. The sponsor also must notify the FDA of any unexpected fatal or life-threatening suspected
adverse reaction within seven calendar days after the sponsor's initial receipt of the information.

Regulatory authorities, a data safety monitoring board or the sponsor may suspend a clinical trial at any time on various grounds, including
a finding that the participants are being exposed to an unacceptable health risk. Similarly, an IRB can suspend or terminate approval of 