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SPECIAL NOTE REGARDING FORWARD-LOOKING STATEMENTS

This Annual Report on Form 10-K, including the sections entitled “Business,” “Risk Factors” and “Management’s Discussion and Analysis of Financial
Condition and Results of Operations,” may contain “forward-looking statements.” We may, in some cases, use words such as “anticipate,” “believe,”
“could,” “estimate,” “expect,” “intend,” “may,” “plan,” “potential,” “predict,” “project,” “should,” “will,” “would” or the negative of those terms, and
similar expressions that convey uncertainty of future events or outcomes to identify these forward-looking statements. Any statements contained herein that
are not statements of historical facts may be deemed to be forward-looking statements. Forward-looking statements in this Annual Report include, but are

not limited to, statements about:

» « » £

. the success, cost and timing of our product development activities and clinical trials;
. our ability to advance Chemical Induction of Dimerization, or CID, CID-based technologies, including CaspaCIDe and GoCAR-T;

. our ability to obtain and maintain regulatory approval of any of our product candidates, and any related restrictions, limitations and/or warnings
in the label of an approved product candidate;

. our ability to obtain funding for our operations, including funding necessary to complete further development and commercialization of our
product candidates;

. the commercialization of our product candidates, if approved;

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

. our ability to attract collaborators with development, regulatory and commercialization expertise and the success of any such collaborations;
. future agreements with third parties in connection with the commercialization of our product candidates and any other approved product;
. the size and growth potential of the markets for our product candidates, and our ability to serve those markets;

. the rate and degree of market acceptance of our product candidates;

. regulatory developments in the United States, or U.S., and foreign countries;

. our ability to contract with third-party suppliers and manufacturers and their ability to perform adequately;

. the success of competing therapies that are or may become available;

. our ability to attract and retain key scientific or management personnel;

. our ability to grow our organization and increase the size of our facilities to meet our anticipated growth;

. the accuracy of our estimates regarding expenses, future revenue, capital requirements and needs for additional financing;

. our use of cash and other resources; and

. our expectations regarding our ability to obtain and maintain intellectual property protection for our product candidates.

These forward-looking statements reflect our management’s beliefs and views with respect to future events and are based on estimates and assumptions as
of the filing date of this Annual Report and are subject to risks and uncertainties. We discuss many of these risks in greater detail under the heading “Risk
Factors.” Moreover, we operate in a very competitive and rapidly changing environment. New risks emerge from time to time. It is not possible for our
management to predict all risks, nor can we assess the impact of all factors on our business or the extent to which any factor, or combination of factors, may
cause actual results to differ materially from those contained in any forward-looking statements we may make. Given these uncertainties, you should not
place undue reliance on these forward-looking statements.

You should carefully read this Annual Report and the documents that we reference in this Annual Report completely and with the understanding that our
actual future results may be materially different from what we expect. We qualify all of the forward-looking statements in this Annual Report by these
cautionary statements.

Except as required by law, we undertake no obligation to update these forward-looking statements publicly, or to update the reasons that actual results
could differ materially from those anticipated in any forward-looking statements, whether as a result of new information, future events or otherwise.

Except as otherwise specifically indicated, all information in this Annual Report on Form 10-K has been retroactively adjusted to give effect to a 1-for-10
reverse stock-split that was effective on February 5, 2020.
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ITEM 1. Business
Overview

We are a clinical stage biopharmaceutical company focused on discovering and developing novel, controllable cellular immunotherapies. We are designing
new treatments for various forms of cancer, including both hematological cancers and solid tumors. We are advancing CAR-T and CAR-NK cell therapies
which are an innovative approach in which a patient’s or donor’s T cells or NK cells, respectively, are genetically modified to carry chimeric antigen
receptors, or CARs. We are using our proprietary Chemical Induction of Dimerization, or CID, technology platform to engineer our product candidates
with switch technologies that are designed to control components of the immune system in real time. By incorporating our CID platform, our product
candidates may offer better efficacy and safety outcomes than are seen with current cellular immunotherapies.

Cell behavior is controlled by cascades of specialized signaling proteins. CID consists of molecular switches, modified forms of these signaling proteins,
which are triggered inside the patient by infusion of a small molecule, instead of by natural upstream signals. We genetically introduce these molecular
switches into the appropriate immune cells and deliver the cells to the patient in the manner of conventional cellular immunotherapy. We have developed
two such switches: an “activation switch,” designed to stimulate activation, proliferation and persistence of the immunotherapy cells and provide other
immunomodulatory benefits, and a “safety switch,” designed to initiate programmed cell death, or apoptosis, of the immunotherapy cells. Each of our
product candidates incorporates one or both switches, for enhanced, real time control of efficacy and safety:

*  The inducible MyD88/CD40 (iMC) activation switch that is incorporated into our GoCAR product candidates is designed to enhance
CAR-based cell therapies by augmenting multiple mechanisms of action, including: 1) boosting effector cell proliferation; 2) enhancing
functional persistence by resisting exhaustion and inhibitory signals found in the tumor microenvironment; and 3) stimulating the cancer
patient’s own immune system to intensify tumor killing. Unlike other CAR therapies that can behave unpredictably due to their
autonomous activity, GoCAR antitumor effects are controlled through scheduled administration of rimiducid. In the event of severe side
effects, GoCAR activity can be attenuated by extending the interval between rimiducid doses or suspending further rimiducid
administration.

*  Our CaspaCIDe™ safety switch (also known as inducible Caspase-9, or iC9) is designed to be inactive unless the patient experiences a
serious side effect (e.g., CRS or neurologic toxicities). In that event, rimiducid or temsirolimus is administered to induce Caspase-9 and
eliminate the cells, with the goal of attenuating the therapy and resolving the serious side effect.

+ Some of our product candidates are “dual-switch” GoCARs that are designed to provide a user-controlled system for managing
proliferation, persistence and safety of tumor antigen-specific CAR cells by incorporating both our iMC and CaspaCIDe switches. We
also have an active research effort to further develop and enhance these molecular switch approaches.

By incorporating our novel switch technologies, we are developing product candidates with the potential to elicit positive clinical outcomes and ultimately
change the treatment paradigm in various areas of cellular immunotherapy. Our most advanced programs are described below.

+  BPX-601 is an autologous GoCAR-T product candidate containing our proprietary iMC activation switch, designed to treat solid tumors
expressing prostate stem cell antigen, or PSCA. We believe iMC enhances T cell proliferation and persistence, enhances host immune
activity, and modulates the tumor microenvironment to improve the potential to treat solid tumors compared to traditional CAR-T
therapies. A Phase 1/2 clinical trial, called BP-012, in patients with pancreatic cancer expressing PSCA is ongoing.

+  BPX-603 is an autologous dual-switch GoCAR-T product candidate containing both the iMC activation and CaspaCIDe safety switches.
BPX-603 is our first controllable dual-switch GoCAR-T product candidate and is designed to target solid tumors that express the human
epidermal growth factor receptor 2 antigen, or HER2. We are conducting additional pre-clinical studies to support its Investigational New
Drug, or IND application.

*+  BCMA GoCAR-NK is our first off-the-shelf, allogeneic GoCAR program. The GoCAR-NK program targets B-cell maturation antigen
(BCMA) which is expressed by multiple myeloma cells. We recently initiated formal pre-clinical development activities for this program.
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*  Rivo-cel (rivogenlecleucel, formerly known as BPX-501), is a product candidate containing our proprietary CaspaCIDe safety switch
that is intended to improve outcomes of hematopoietic stem cell transplantation in the treatment of hematologic malignancies and
inherited blood disorders. We are pursuing a strategic partner for rivo-cel to assume future development and commercialization
responsibilities. Concurrently, we have reduced and expect to continue to reduce our rivo-cel related activities.

We have developed efficient and scalable processes to manufacture genetically modified T cells of high quality, which are currently being used to generate
products for our clinical trials. We are leveraging this know how in combination with our proprietary cellular control technologies, resources, capabilities
and expertise for the manufacture of CAR product candidates to create and develop first and best-in-class product candidates.

Cellular Immunotherapy

Cellular immunotherapy harnesses immune cells to attack and eliminate harmful diseased cells in the body. The immune system is the body’s defense
network. It consists of a number of cells (e.g., leukocytes) and organs that, working together, recognize and respond to threats in the form of pathogens-
modified or transformed cells. T cells are a type of white blood cell that recognize pathogens and can target and eliminate them upon full activation through
the addition of appropriate co-stimulatory signals. NK cells, or natural killer cells, are a type of white blood cell that can target and eliminate pathogens in
the absence of co-stimulatory signals.

CAR-T and CAR-NK approaches entail collecting a patient’s or donor’s T or NK cells, genetically modifying them ex vivo, or outside of the body, to
incorporate specific receptors which target cancer cells and then infusing the modified cells into the patient. CARs are designed to target antigens on the
surface of cancer cells. In early human clinical trials, CAR-T and CAR-NK cell therapies have demonstrated an unprecedented ability to achieve complete
responses in some hematological cancers, even in patients who have suffered multiple relapses.

While high objective response rates have been reported in some hematological malignancies, CAR cells have shown modest durability in those cancers.
Further, CAR therapy has shown limited clinical efficacy in solid tumors. This is likely due to poor proliferation and persistence of these cells and to
immune suppressive factors found in the tumor microenvironment. In addition, patients treated with CAR cell therapies can have serious and sometimes
fatal toxicities, which can be caused by high levels of activation of the CAR therapy, which can lead to severe cytokine release syndrome, or CRS, and
neurologic toxicities. Furthermore, CAR therapies have the potential to attack healthy tissues (i.e., “on-target/off-tumor” toxicities) which can also result in
death.

Our Proprietary CID Technology Platform

Our proprietary CID technology platform is designed to address the challenges of current cellular immunotherapies. Cellular activities and functions, such
as growth, activation, proliferation and cell death, are controlled by signaling cascades following aggregation of specific proteins. Our CID platform
consists of molecular switches, modified forms of these signaling proteins, which are triggered inside the patient by infusion of a small molecule, rimiducid
or temsirolimus, instead of by natural upstream signals. Our current product candidates are based on either an “activation switch”, a “safety switch,” or a
“dual switch” which contains both activation and safety switches. After the small molecule is administered, the “safety switch” is designed to lead to
apoptosis, and the “activation switch” is designed to lead to proliferation, activation and enhanced persistence of immune cells.

We incorporate the molecular switches in the appropriate immune cells through genetic manipulation and administer them to the patient. After the gene-
modified immune cells are inside the patient’s body, specific functions of these cells may be controlled by administration of small molecule ligands
(rimiducid or temsirolimus). The CID switch proteins have been designed to specifically bind to rimiducid or temsirolimus. Once introduced, these ligands
couple, or aggregate, CID switch proteins together to create a cluster that triggers the signaling cascade. Aside from its impact on CID-modified immune
cells bearing switch proteins, rimiducid is bioinert and has no other known effect on the body. In dual-switch applications, temsirolimus can be used to
activate a safety switch, if severe, treatment-related toxicities occur. Temsirolimus is a kinase inhibitor approved for the treatment of advanced renal cell
carcinoma that has a well-characterized safety profile.

Our proprietary CID-based product candidates depend on the following signaling molecules to trigger signaling cascades, resulting in different cell
activities:

. iMC: Signaling Molecules for Activation and Proliferation. iMC is also known as inducible MyD88 and CD40. Myeloid differentiation
primary response 88, or MyD88, is a protein that has functions in cellular responses to stimuli such as stress, cytokines and bacteria or viruses.
CDA40 is a co-stimulatory protein found on antigen-presenting cells, such as dendritic cells and B cells and is required for their full activation.
Activation of iMC in immune cells, such as T lymphocytes, provides inducible co-stimulation, leading to enhanced cell proliferation and
survival. In addition,
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activation of iMC causes immune cells to secrete pro-inflammatory cytokines and chemokines, and to express co-stimulatory cell surface
molecules to potentially modulate the tumor microenvironment and stimulate the patient’s own immune system.

Our GoCAR technology incorporates our proprietary iMC activation switch that activates CAR cells when triggered by both rimiducid and the
targeted antigen expressed on the surface of the cancer cells. Current generation CAR constructs consist of a CD3-& domain and one or more
co-stimulatory molecules that are both activated when the CAR binds to the cancer antigen, and therefore, function autonomously following
infusion. This reliance on an antigen for activation of the CAR-T cell results in an unpredictable and inherently uncontrollable therapeutic
effect. Solid tumor CAR cells, on the other hand, often fail to proliferate or persist at all for more than a few days or weeks and have been
largely ineffective. In each situation, the physician has no effective way to intervene to achieve greater consistency once the cells have been
administered.

Our GoCAR technology is designed to change the current paradigm by placing our proprietary co-activation domain, MC, under rimiducid
control. GoCAR cells are designed to only be fully activated when exposed to both the cancer cells expressing the target antigen and rimiducid.
This separation is designed to control the degree of activation of the CAR cells through adjustments to the schedule.

. CaspaClDe: Signaling Molecule for Apoptosis. CaspaCIDe is also known as inducible Caspase-9. Caspase-9 is the initiating enzyme in the
apoptosis pathway. When activated, the dimerization of CaspaCIDe leads to rapid apoptosis of gene-modified T cells. Because CaspaCIDe is
designed to be permanently integrated into our cellular therapies, the safety switch has the potential to be available for use long after the initial
therapy is delivered. Moreover, preclinical animal studies demonstrate the ability to modulate the elimination of cells containing CaspaCIDe by
different rimiducid doses and schedules (i.e., titrated elimination).

Our Active Product Candidates

BPX-601: GoCAR-T for PSCA+ Solid Tumors

We are developing BPX-601, an autologous GoCAR-T product candidate containing our proprietary iMC activation switch, designed to treat solid tumors
expressing prostate stem cell antigen, or PSCA. PSCA is an antigen expressed in several solid tumor indications, including pancreatic cancer. Pre-clinical
data show iMC enhances T cell proliferation and persistence, enhances host immune activity, and modulates the tumor microenvironment to improve the
potential to treat solid tumors compared to traditional CAR-T therapies. A Phase 1/2 clinical trial, called BP-012, in patients with pancreatic cancer
expressing PSCA is ongoing.

BPX-603: Dual-Switch GoCAR-T for HER2+ Solid Tumors

We are developing BPX-603, which is our first controllable dual-switch autologous GoCAR-T product candidate and incorporates both the iMC activation
switch and the CaspaCIDe safety switch. BPX-603 is designed to target solid tumors that express the human epidermal growth factor receptor 2 antigen, or
HER2. HER2? is a validated antigen for cancer therapies, and academic CAR-T cell clinical studies have shown evidence of anti-tumor activity. These
academic CAR-T approaches targeting HER2 have been limited by modest clinical efficacy and off-tumor/on-target toxicity. We believe that our dual-
switch GoCAR-T technology may be uniquely suited to improve upon these earlier efforts, by driving greater efficacy through iMC activation while
enabling clinicians to manage any treatment-emergent toxicities with CaspaCIDe. We submitted an IND for BPX-603 in 2019 and are conducting
additional pre-clinical studies to support its IND.

BCMA GoCAR-NK: Allogeneic GoCAR-NK for Multiple Myeloma

We are developing a GoCAR-NK program targeting B cell maturation antigen (BCMA). BCMA is highly expressed in multiple myeloma, a
hematologic malignancy. This is our first off-the-shelf, and NK cell program. In addition to targeting antigen-expressing tumor cells through CAR-
mediated recognition, NK cells also possess innate cytotoxic activity and play an important role in antitumor immune responses. Furthermore, allogeneic
NK cells have a low propensity for causing graft-versus-host disease (GvHD) following adoptive transfer and may therefore be used as an off-the-shelf
cellular therapy.

While other NK cell therapies have been safe, in most experiments only modest therapeutic efficacy has been observed due to limited in vivo NK
cell expansion and persistence. Bellicum is using the GoCAR platform, which encodes the cell signaling molecules MyD88 and CD40 (or MC) to enhance
NK cell proliferation, survival and cytotoxic function. In addition, MC cell signaling synergizes with transgenic expression of IL-15, a growth-promoting
cytokine for NK cells, to increase antitumor potency. Co-expression of MC, IL-15 and a tumor-specific CAR results in superior in vivo efficacy in multiple
pre-clinical tumor models.
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Based on these proof-of-concept studies, we believe that GoCAR-NK cells have the potential to improve the durability of clinical responses of
BCMA targeted cellular therapies by targeting myeloma through multiple mechanisms of action while offering the advantages of shorter time to treatment
and lower cost of goods that an allogeneic, off-the-shelf product provides. Bellicum has initiated formal pre-clinical development activities for the BCMA-
specific GoCAR-NK program.

Manufacturing, Processing and Delivering to Patients

We have developed efficient and scalable processes to manufacture genetically modified T cells of high quality. We are leveraging the processes we have
developed for BPX-601 in combination with our proprietary cellular control technologies, resources, capabilities and expertise for the manufacture of our
product candidates to create and develop first and best-in-class product candidates.

Our product candidates require a combination of three critical components: (1) viral vectors with DNA content encoded for our proprietary switch proteins
and co-stimulatory and other accessory molecules, (2) patient or healthy donor-derived T cells that are genetically modified by our viral vectors, and (3) the
small molecules rimiducid and/or temsirolimus, which activate the switch proteins. Each of these components requires a separate supply chain and shares
the same regulatory requirements applicable for biological or chemical materials suitable for human use. Details on each of these components are described
below:

. Viral Vectors. We use gamma retrovirus to transduce our product candidates. We believe that gamma retrovirus is optimal for cell transduction
given that it is an integrating vector that induces long-term gene expression, exhibits high transduction efficiency, has sufficient capacity for
DNA content, and has been extensively and safely used in clinical trials.

. Genetically Modified Cells. We have designed and refined a proprietary process for cell engineering that has been improved from lab-based
open procedures used in academic and research settings to a functionally closed system that is more appropriate for large-scale clinical trials
and commercialization. Our systems are designed to be compliant with current guidelines and regulations for cell-based manufacturing in the
U.S. and Europe and have been successfully implemented in our facility and transferred and implemented by our third-party manufacturers.

. Small Molecules. Rimiducid is a synthetic small molecule that has been rationally designed to trigger the proprietary switch proteins in our
CID platform. We have separate third-party manufacturers for the active pharmaceutical ingredient, or API, and the finished drug product.
Manufacturers of both the API and finished drug product are licensed to manufacture a variety of marketed drugs worldwide and have been
selected based on their ability to provide supplies for our clinical trials and future commercialization. In our dual-switch constructs, the small
molecule temsirolimus can be used to trigger one of the two switches. Temsirolimus is an approved and commercially available product
manufactured and distributed by Pfizer Inc. under the trade name TORISEL.

We are focused on continuously refining our overall cell therapy supply chain, manufacturing, processing and delivery to patients to be more efficient. Our
current process cycles for our autologous product candidates, from collection of white blood cells to infusion of the final product, can be completed in as
little as four weeks and are customized to be complementary to the treatment procedure of interest in order to prevent delays or complications.

We have historically worked with third-party manufacturers and used our own manufacturing facility to produce our product candidates for our clinical
trials. We recently announced a transaction with The University of Texas M.D. Anderson Cancer Center, or MD Anderson to sell our manufacturing facility
and establish a preferred supply agreement with the goal of reducing our costs while maintaining viral vector and cell therapy development capabilities and
dedicated manufacturing capacity to support our product candidates.

Intellectual Property

We seek to protect proprietary technology, inventions, and improvements that are commercially important to our business by seeking, maintaining, and
defending patent rights, whether developed internally or licensed from third parties. We also seek to rely on regulatory protection afforded through orphan
drug designations, data exclusivity, market exclusivity and patent term extensions where available as well as contractual agreements with our academic and
commercial partners.

A strategic focus for us has been to identify and license key patents and patent applications that serve to enhance our intellectual property and technology
position. Our intellectual property estate includes: (1) claims directed to core CID technologies and components used in our products; (2) claims directed to
methods of treatment for therapeutic indications; (3) claims directed to specific products; and (4) claims directed to innovative methods for generating new
constructs for genetically engineering T cells. We believe our patent estate, together with our efforts to develop and patent next generation technologies,
provides us with a substantial intellectual property position.
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As of December 31, 2019, to our knowledge, our patent estate, on a worldwide basis, includes 157 issued patents, 22 of which are in the U.S., and 76
pending patent applications, 17 of which are in the U.S., which we own or for which we have an exclusive, either in its entirety or within our field of use,
commercial license. The provisional and pending patent applications and issued patents include composition of matter and method of use claims.

=  We have internally developed technology disclosed in four pending utility patent applications in the U.S., 1 European granted patent
validated in 8 countries, 26 pending foreign patent applications, and two pending PCT application which relate to our GoCAR-T technology.
If U.S. patents issue from the U.S. applications, the estimated expiration date of the last to expire patent is in 2037. If patents are issued in
foreign jurisdictions, the anticipated expiration dates will be in 2037.

=  Pursuant to our licenses from Baylor and Ariad, we have exclusive commercial rights to eleven issued U.S. patents expiring in 2024 or later,
6 pending U.S. utility patent applications, eleven issued foreign patents expiring in 2024 or later and 9 pending patent applications in foreign
jurisdictions that relate to our GoOCAR-T, GoCAR-NK, rivo-cel and certain of our other technologies. If U.S. patents issue from the currently
pending U.S. patent applications, the estimated expiration date of the last to expire patent is 2031. If patents from the currently pending
patent applications are issued in foreign jurisdictions, the estimated expiration dates range from 2024 to 2029.

= Pursuant to our license agreement with Agensys we have exclusive commercial rights for technology to target certain cancer-specific
antigens.

Our strategy is also to develop and obtain additional intellectual property covering manufacturing processes and methods for genetically engineering T cells
and NK cells expressing new constructs. To support this effort, we have established expertise and development capabilities focused in the areas of
preclinical research and development, manufacturing and manufacturing process scale-up, quality control, quality assurance, product delivery and storage,
regulatory affairs and clinical trial design and implementation. As appropriate, we expect to file additional patent applications to expand this layer of our
intellectual property estate.

The term of individual patents depends upon the legal term of the patents in the countries in which they are obtained. In most countries in which we file,
the patent term is 20 years from the date of filing of the first non-provisional application to which priority is claimed. In the U.S., a patent’s term may be
lengthened by patent term adjustment, which compensates a patentee for administrative delays by the U.S. Patent and Trademark Office, or the USPTO, in
granting a patent, or may be shortened if a patent is terminally disclaimed over an earlier-filed patent. The term of a patent that covers an FDA-approved
drug or biologic may also be eligible for a patent term restoration of up to five years under the Hatch-Waxman Act, which is designed to compensate for the
patent term lost during the FDA regulatory review process. The length of the patent term restoration is calculated based on the length of time the drug or
biologic is under regulatory review. A patent term restoration under the Hatch-Waxman Act cannot extend the remaining term of a patent beyond a total of
14 years from the date of product approval and only one patent applicable to an approved drug or biologic may be restored. Moreover, a patent can only be
restored once, and thus, if a single patent is applicable to multiple products, it can only be extended based on one product. Similar provisions are available
in Europe and certain other foreign jurisdictions to extend the term of a patent that covers an approved drug or biologic. When possible, depending upon
the length of clinical trials and other factors involved in the filing of a Biologics License Application, or BLA, we expect to apply for patent term
extensions for patents covering our product candidates and their methods of use.

We may rely, in some circumstances, on trade secrets to protect our technology. We seek to protect our proprietary technology and processes, in part, by
entering into confidentiality agreements with our employees, consultants, scientific advisors and contractors. We also seek to preserve the integrity and
confidentiality of our data and trade secrets by maintaining physical security of our premises and physical and electronic security of our information
technology systems. While we have confidence in these individuals, organizations and systems, agreements or security measures may be breached, and we
may not have adequate remedies for any breach. In addition, our trade secrets may otherwise become known or be independently discovered by
competitors. To the extent that our consultants, contractors or collaborators use intellectual property owned by others in their work for us, disputes may
arise as to the rights in related or resulting know-how and inventions.

Our Collaboration and License Agreements
Co-Development and Co-Commercialization Agreement - Adaptimmune

In December 2016, we and Adaptimmune Therapeutics plc, or Adaptimmune entered into a Co-Development and Co-Commercialization Agreement, or the
Adaptimmune Agreement, in order to facilitate a staged collaboration to evaluate, develop and commercialize next generation T cell therapies.
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Under the Adaptimmune Agreement, the parties agreed to evaluate our GoTCR technology, iMC co-stimulation, with Adaptimmune's affinity-optimized
SPEAR® T cells for the potential to create enhanced TCR product candidates. Depending on results of the preclinical proof-of-concept phase, the
agreement may progress to a two-target co-development and co-commercialization phase. To the extent necessary, and in furtherance of the parties’ proof-
of-concept and co-development efforts, the parties granted each other a royalty-free, non-transferable, non-exclusive license covering their respective
technologies for purposes of facilitating such proof-of-concept and co-development efforts. In addition, as to covered therapies developed under the
Adaptimmune Agreement, the parties granted each other a reciprocal exclusive license for the commercialization of such therapies.

With respect to any joint commercialization of a covered therapy, the parties agreed to negotiate in good faith the commercially reasonable terms of a co-
commercialization agreement. The parties also agreed that any such agreement shall provide for, among other things, equal sharing of the costs of any such
joint commercialization and the calculation of profit shares as set forth in the Adaptimmune Agreement.

The Adaptimmune Agreement will expire on a country-by-country basis once the parties cease commercialization of the T cell therapies covered by the
Adaptimmune Agreement, unless earlier terminated by either party for material breach, non-performance or cessation of development,
bankruptcy/insolvency, or failure to progress to co-development phase.

License Agreement - Agensys

In December 2015, we and Agensys, Inc. or Agensys entered into a license agreement, or the Agensys Agreement, pursuant to which (i) Agensys granted
us, within the field of cell and gene therapy of diseases in humans, an exclusive, worldwide license and sublicense to its patent rights directed to PSCA and
related antibodies, and (ii) we granted Agensys a non-exclusive, fully paid license to our patents directed to inventions that were made by us in the course
of developing our licensed products, solely for use with Agensys therapeutic products containing a soluble antibody that binds to PSCA or, to the extent not
based upon our other proprietary technology, to non-therapeutic applications of antibodies not used within the field.

As consideration for the rights granted to us under the Agensys Agreement, we agreed to pay to Agensys a non-refundable upfront fee of $3.0 million. We
are also required to make aggregate milestone payments to Agensys of up to (i) $5.0 million upon the first achievement of certain specified clinical
milestones for its licensed products, (ii) $50.0 million upon the achievement of certain specified clinical milestones for each licensed product, and
(iii) $75.0 million upon the achievement of certain sales milestones for each licensed product. The Agensys Agreement additionally provides that we will
pay to Agensys a royalty percentage that ranges from the mid to high single digits based on the level of annual net sales of licensed products by us, our
affiliates or permitted sublicensees. The royalty payments are subject to reduction under specified circumstances.

Under the Agensys Agreement, Agensys also was granted the option to obtain an exclusive license, on a product-by-product basis, from us to
commercialize in Japan each licensed product developed under the Agensys Agreement that has completed a phase 2 clinical trial. As to each such licensed
product, if Agensys or its affiliate, Astellas Pharma, Inc., exercises the option, the Agensys Agreement provides that we will be paid an option exercise fee
of $5.0 million. In addition, the Agensys Agreement provides that we will be paid a royalty that ranges from the mid to high single digits based on the level
of annual net sales in Japan of each such licensed product. If the option is exercised, the aggregate milestone payments payable by us to Agensys, described
above with respect to each licensed product, would be reduced by up to an aggregate of $65.0 million upon the achievement of certain specified clinical
and sales milestones.

The Agensys Agreement will terminate upon the expiration of the last royalty term for the products covered by the Agensys Agreement, which is the earlier
of (i) the date of expiration or abandonment of the last valid claim within the licensed patent rights covering any licensed products under the Agensys
Agreement, (ii) the expiration of regulatory exclusivity as to a licensed product, and (iii) 10 years after the first commercial sale of a licensed product.
Either party may terminate the Agensys Agreement upon a material breach by the other party that remains uncured following 60 days after the date of
written notice of such breach (or 30 days if such material breach is related to failure to make payment of amounts due under the Agensys Agreement) or
upon certain insolvency events. In addition, Agensys may terminate the Agensys Agreement immediately upon written notice to us if we or any of our
affiliates or permitted sublicensees commence an interference proceeding or challenge the validity or enforceability of any of Agensys’ patent rights.

License Agreement - BioVec

In June 2015, we and BioVec Pharma, Inc., or BioVec, entered into a license agreement, or the BioVec Agreement, pursuant to which BioVec agreed to
supply us with certain proprietary cell lines and granted us a non-exclusive, worldwide license to certain of its patent rights and related know-how related
to such proprietary cell lines.
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As consideration for the products supplied and rights granted to us under the BioVec Agreement, we agreed to pay to BioVec an upfront fee of $100,000
within ten business days of the effective date of the BioVec Agreement and a fee of $300,000 within ten business days of its receipt of the first release of
GMP lot of the products licensed under the BioVec Agreement. In addition, we agreed to pay to BioVec an annual fee of $150,000, commencing 30 days
following the first filing of an IND, or its foreign equivalent, for a product covered by the license; with such annual fees being creditable against any
royalties payable by us to BioVec under the BioVec Agreement. We also are required to make a $250,000 milestone payment to BioVec for each of the first
three licensed products to enter into a clinical phase trial and one-time milestone payments of $2.0 million upon receipt of a registration granted by the
FDA or EMA on each of our first three licensed products. The BioVec Agreement additionally provides that we will pay to BioVec a royalty in the low
single digits on net sales of products covered by the BioVec Agreement. We may also grant sub licenses under the licensed patent rights and know-how to
third parties for limited purposes related to the use, sale and other exploitation of the products licensed under the BioVec Agreement. The BioVec
Agreement will continue until terminated. The BioVec Agreement may be terminated by us, in our sole discretion, at any time upon 90 days written notice
to BioVec. Either party may terminate the BioVec Agreement in the event of a breach by the other party of any material provision of the BioVec Agreement
that remains uncured on the date that is 60 days after written notice of such failure or upon certain insolvency events that remain uncured following the date
that is 30 days after the date of written notice to a party regarding such insolvency event.

License Agreements - Baylor College of Medicine
2008 Baylor License Agreement

Pursuant to an Exclusive License Agreement with Baylor College of Medicine, or Baylor, dated March 20, 2008, or the 2008 Baylor license agreement, we
obtained an exclusive, worldwide and fully paid up license to certain intellectual property, including intellectual property related to methods for activating
antigen presenting cells and to genetic constructs coding for membrane bound inducible cytoplasmic CD40.

As consideration for the 2008 Baylor license agreement, we issued to Baylor 23,529 shares of our common stock and assumed responsibility for all legal
fees and expenses, filing or maintenance fees, assessments and all other costs and expenses related to prosecuting, obtaining and maintaining patent
protection on the patents subject to the 2008 Baylor license agreement.

The 2008 Baylor license agreement is subject to certain restrictions and is nonexclusive with respect to (1) the making or use of the licensed intellectual
property for use in non-commercial research, patient care, teaching, and other educational purposes; (2) any non-exclusive license covering the licensed
intellectual property that Baylor grants to other academic or research institutions for noncommercial research purposes; (3) any non-exclusive licenses that
Baylor is required to grant to the U.S. or foreign state pursuant to an existing or future treaty with the U.S.; and (4) a non-exclusive license granted to
ARIAD Pharmaceuticals, Inc. or ARIAD under the terms of a materials transfer agreement between Baylor and ARIAD.

Baylor may terminate or modify the 2008 Baylor license agreement in the event of a material breach by us that remains uncured following the date that is
90 days after written notice of such breach or upon certain insolvency events that remain uncured following the date that is 30 days following written notice
of such insolvency event. We may terminate the 2008 Baylor license agreement, or any portion thereof, at our sole discretion at any time upon 30 days’
written notice to Baylor. Upon termination of the 2008 Baylor license agreement, all rights to the intellectual property immediately revert to Baylor.

2010 Baylor License Agreement

Pursuant to an Exclusive License Agreement with Baylor, dated June 27, 2010, or the 2010 Baylor license agreement, we obtained an exclusive, worldwide
license to certain intellectual property, including intellectual property related to methods for treating prostate cancer, methods of administering T cells to a
patient, and methods of activating antigen presenting cells with constructs comprising MyD88 and CDA40.

Pursuant to the terms of the 2010 Baylor license agreement we are required to pay a low annual maintenance fee on each anniversary of the agreement date.

The terms of the 2010 Baylor license agreement also require us to make royalty payments of less than one percent, subject to certain annual minimums, on
net sales of products covered by the license. In addition, to the extent we enter into a sublicensing agreement relating to a licensed product, we are required
to pay Baylor a percentage in the mid-single digits on all non-royalty income received from sublicensing revenue. Bellicum is required to make milestone
payments, of up to $735,000 in aggregate, upon successful completion of clinical and regulatory milestones regarding the first two products covered by this
license.

The 2010 Baylor license agreement will expire upon expiration of the last patent contained in the licensed patent rights, on a country-by-country basis,
upon which we will have a perpetual, paid-in-full license in such country. Baylor may terminate or modify the
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2010 Baylor license agreement in the event of a material breach by us that remains uncured following the date that is 90 days after written notice of such
breach or upon certain insolvency events that remain uncured following the date that is 30 days following written notice of such insolvency event. We may
terminate the 2010 Baylor license agreement, or any portion thereof, at our sole discretion at any time upon 60 days’ written notice to Baylor. Upon
termination of the 2010 Baylor license agreement for any reason prior to expiration, we must assign to Baylor each authorized sublicense agreement that is
currently in effect on the date of termination.

2014 Baylor License Agreement

Pursuant to an Exclusive License Agreement with Baylor, effective November 1, 2014, or the 2014 Baylor license agreement, we obtained an exclusive,
worldwide license to certain intellectual property, including intellectual property related to methods for inducing selective apoptosis.

Pursuant to the terms of the 2014 Baylor license agreement we are required to pay Baylor a low annual maintenance fee on each anniversary of the
agreement date. The terms of the 2014 Baylor license agreement also require us to make royalty payments in the low single digits, subject to certain annual
minimums, on net sales of products covered by the license. To the extent we enter into a sublicensing agreement relating to a licensed product, Bellicum is
also required to pay Baylor a percentage in the low double-digits on all non-royalty income received from sublicensing revenue. We are required to make
milestone payments, of up to $275,000 in aggregate, upon successful completion of clinical and regulatory milestones regarding the first product covered
by this license. The 2014 Baylor license agreement will expire upon expiration of the last patent contained in the licensed patent rights, on a country-by-
country basis, upon which we will have a perpetual, paid-in-full license in each such country.

Baylor may terminate or modify the 2014 Baylor license agreement in the event of a material breach by us that remains uncured following the date that is
90 days after written notice of such breach or upon certain insolvency events that remain uncured following the date that is 30 days following written notice
of such insolvency event. We may terminate the 2014 Baylor license agreement, or any portion thereof, at our sole discretion at any time upon 60 days’
written notice to Baylor.

2016 Baylor License Agreements

In March 2016, we and Baylor entered into two additional license agreements pursuant to which we obtained exclusive rights to technologies and patent
rights owned by Baylor. We could incur additional payments upon the achievement of certain milestone events as set forth in the agreements. If we are
successful in developing any of the licensed technologies under either agreement, resulting sales would be subject to a royalty payment in the low single
digits.

Grant Agreements
Grant Agreements with Cancer Prevention and Research Institute of Texas

In July 2011, we entered into a Cancer Research Grant Contract, or the First Grant Contract, with the Cancer Prevention and Research Institute of Texas, or
CPRIT, under which CPRIT awarded a grant not to exceed approximately $5.7 million to be used for the execution of defined clinical development of rivo-
cel. To date, we have received approximately $4.9 million under the grant. The First Grant Contract terminated on June 30, 2014, but obligations exist as to
licensing, royalty payments, and indemnification provisions.

In November 2016, we announced that the Company received notice of a product development award totaling approximately $16.9 million from CPRIT.
The CPRIT award was expected to fund a portion of a three-year global clinical program comprising clinical trials for adult and pediatric patients with
high-risk and intermediate-risk AML, and potentially other hematologic cancers. The proposed studies are designed to evaluate the benefit of rivo-cel and
rimiducid in the context of in vivo and ex vivo T cell depleted haploidentical HSCT. The CPRIT oversight committee met in February 2017 and agreed to
move forward with the proposed terms of the grant agreement, and a second grant, or the Seco