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FORWARD-LOOKING STATEMENTS

This report includes forward-looking statements within the meaning of federal securities laws. Forward-looking
statements include statements that may relate to our plans, objectives, goals, strategies, future events, future revenues
or performance, capital expenditures, financing needs and other information that is not historical information. Many of
these statements appear, in particular, under the headings Risk Factors and Management s Discussion and Analysis of
Financial Condition and Results of Operations . Forward-looking statements can often be identified by the use of
terminology such as subjectto , believe , anticipate , plan , expect , intend , estimate , project , may , wil

could , can , the negatives thereof, variations thereon and similar expressions, or by discussions of strategy.
All forward-looking statements, including, without limitation, our examination of historical operating trends, are
based upon our current expectations and various assumptions. We believe there is a reasonable basis for our
expectations and beliefs, but they are inherently uncertain. We may not realize our expectations, and our beliefs may
not prove correct. Actual results could differ materially from those described or implied by such forward-looking
statements. The following uncertainties and factors, among others (including those set forth under Risk Factors ), could

affect future performance and cause actual results to differ materially from those matters expressed in or implied by
forward-looking statements:

our plans to develop and commercialize our product candidates;

our ongoing and planned clinical trials;

the timing of and our ability to obtain and maintain regulatory approvals for our product candidates;

our estimates regarding expenses, future revenue, capital requirements and needs for additional financing;

our ability to identify additional products or product candidates with significant commercial potential that
are consistent with our commercial objectives;

the rate and degree of market acceptance and clinical utility of our products;

our commercialization, marketing and manufacturing capabilities and strategy;

significant competition in our industry;

costs of litigation and the failure to successfully defend lawsuits and other claims against us;
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economic, political and other risks associated with our international operations;

our ability to receive research funding and achieve anticipated milestones under our collaborations;

our intellectual property position;

costs of compliance and our failure to comply with new and existing governmental regulations including, but
not limited to, tax regulations;

loss or retirement of key members of management;

costs of compliance and our failure to comply with new and existing governmental regulations including, but
not limited to, tax regulations;

failure to successfully execute our growth strategy, including any delays in our planned future growth; and

our failure to maintain effective internal controls.
Consequently, forward-looking statements should be regarded solely as our current plans, estimates and beliefs. You
should not place undue reliance on forward-looking statements. We cannot guarantee future results, events, levels of
activity, performance or achievements. We do not undertake and specifically decline any obligation to update,
republish or revise forward-looking statements to reflect future events or circumstances or to reflect the occurrences of
unanticipated events.
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PART I

ITEM 1. BUSINESS

Except as otherwise indicated herein or as the context otherwise requires, references in this annual report on Form
10-K to MacroGenics, the company, we, us and our referto MacroGenics, Inc. and its consolidated
subsidiaries. DART®, the phrase Breakthrough Biologics, Life-Changing Medicines and the MacroGenics logo are
our registered trademarks. The other trademarks, trade names and service marks appearing in this report are the
property of their respective owners.

Overview

We are a clinical-stage biopharmaceutical company focused on discovering and developing innovative monoclonal
antibody-based therapeutics for the treatment of cancer and autoimmune diseases. We generate our pipeline of product
candidates from our proprietary suite of next-generation antibody technology platforms, which we believe improve the
performance of monoclonal antibodies and antibody-derived molecules. These product candidates, which we have
identified through our understanding of disease biology and immune-mediated mechanisms, may address
disease-specific challenges which are not currently being met by existing therapies. Some of these product candidates
include therapeutics in the emerging field of immune oncology and are designed to promote tumor destruction by
either enhancing or restoring the body s immune system to destroy cancers. We create both differentiated molecules
that are directed to novel cancer targets, as well as  bio-betters, which are drugs designed to improve upon marketed
medicines. The combination of our technology platforms and antibody engineering expertise has allowed us to
generate promising product candidates and enter into several strategic collaborations with global pharmaceutical and
biotechnology companies. These collaborations provide us with funding and allow us to leverage the additional
expertise of these collaborators to advance the development of our product candidates.

We have three versatile, proprietary technology platforms consisting of: (1) our Dual Affinity Re-Targeting ( DART )
platform, which enables the targeting of multiple antigens or cells by using a single molecule with an antibody-like
structure, and also includes the ability to recruit any T cell in a patient s body to destroy targeted cancer cells; (2) our
Fc Optimization platform, which enhances the body s immune system to mediate the killing of cancer cells through a
mechanism called antibody-dependent cellular cytotoxicity ( ADCC ) in which antibodies and immune cells cooperate
to destroy targets such as tumor cells; and (3) our Cancer Stem-like Cell ( CSLC ) platform, which provides a unique
discovery tool to identify cancer targets shared both by tumor-initiating cells and the differentiated cancer cells

derived from them. These versatile technology platforms can be applied in combination with one another to
custom-design an antibody or antibody-derived molecule that is optimized to treat a specific disease.

Antibodies, which are proteins produced by specialized cells of the body s immune system usually in response to
foreign substances, such as bacteria and viruses, or to cancer cells, serve as the primary resource for our product
candidates. Many of our cancer product candidates are derived from our library of over 2,000 purified antibodies. Our
antibodies are targeted to more than 70 different antigens, or components of the foreign substance that induce the
production of antibodies, expressed on the surface of cancer cells. In addition, we continue to generate new antibodies
for our library using our proprietary CSLC lines and soluble protein antigens.

We initially select a specific antibody based on its functional properties related to a disease target as well as its
distribution on tissues in the body. We then utilize one or more of our technology platforms for engineering and
optimizing our product candidate. We believe our approach allows us to take advantage of the enhanced properties of
an engineered antibody or antibody-derived molecule to kill cancer cells and to interfere with autoimmune diseases

Table of Contents 7



Edgar Filing: MACROGENICS INC - Form 10-K

more effectively than a wild type, or non-engineered, monoclonal antibody. Our methods for improving the
effectiveness of antibodies include the following: enhancing the body s immune system, targeting multiple antigens on
the surface of the same target cell, increasing the strength of the binding of an antibody to its antigen targets, and
reducing the likelihood of an unwanted immune response to the antibody or
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antibody-derived molecule. We believe our differentiated product candidates have the potential to provide new
approaches to treat cancer, autoimmune disorders and other complex diseases.

We currently have two oncology product candidates in clinical development. Additionally, we have several
proprietary product candidates in pre-clinical development and we expect to commence Phase 1 clinical trials on two
of these product candidates in 2014. We believe the profile of our compounds provides us with the flexibility to
pursue either monotherapy or combination therapy, depending on disease characteristics, current standards of care,
and overall safety, tolerability, and efficacy of specific regimens.

The table below depicts the current status of our product candidates:

Margetuximab, also known as MGAH?22, is a monoclonal antibody that targets HER2-expressing tumors,
including breast, gastroesophageal, bladder and other cancers. Human epidermal growth factor receptor 2

( HER2 ), is critical for the growth of many types of tumors. Using our Fc Optimization platform, we have
engineered the constant region, or Fc region, of margetuximab to enhance the antibody s ability to kill tumor
cells expressing lower levels of HER?2 than that of currently approved anti-HER?2 agents (such as Herceptin)
and also to increase margetuximab s ability to kill tumor cells through ADCC. We designed margetuximab to
benefit a large sub-group of patients, which represents 80% or more of the overall population whose Fc
receptors ( FcgRs ) expressed on immune cells bind less effectively to currently available antibodies that have
not been optimized by our technology. Margetuximab represents a new class of bio-betters that may
potentially help larger HER2+ patient populations than those treated with current HER?2 therapies, as well as
improve the outcomes for patients who would be eligible for other HER?2 targeted drugs and drug

candidates. Phase 1 data from our open-label, dose escalation trial of margetuximab presented at the June
2013 Annual Meeting of the American Society of Clinical Oncology ( ASCO ) and November 2013
Chemotherapy Foundation Symposium demonstrated anti-tumor activity had been observed at a range of
doses tested, including the lowest dose level of margetuximab, even in patients who were heavily pre-treated
(frequently including with other anti-HER?2 agents). We currently are enrolling a Phase 2a clinical trial in
metastatic breast cancer and we plan to commence a Phase 3 potential registration clinical trial in advanced
gastroesophageal cancer in the second half of 2014.

MGAZ271 is an Fc-optimized monoclonal antibody that targets B7-H3, a member of the B7 family of
molecules which are involved in immune regulation, and is over-expressed on a wide variety of solid tumor
types. Inhibition of B7 family members has been shown to have powerful anti-tumor effects in
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several solid tumor types. For example, in presentations by others at ASCO and in publications in the New
England Journal of Medicine, complete or partial tumor regression was observed in patients with certain
cancers who participated in clinical trials of antibodies targeting CTLA4, PD-1 and PD-L1, which are also
members of the B7 family or their associated checkpoint receptors on T cells. We have engineered MGA271
to utilize the same Fc optimization enhancements that we incorporated in margetuximab, and to target the
over-expression of B7-H3 on differentiated tumors and CSLCs, as well as on the supporting tumor
vasculature and underlying tissues. MGA271 is designed to destroy all of these components of the cancer in
addition to reducing its inhibitory properties on T cells. We expect to complete the first three dose expansion
cohorts of a Phase 1 clinical trial by the end of 2014. We plan to initiate additional dose expansion cohorts
using MGA271 as monotherapy in other tumor types in 2014, as well as combining MGA271 with other
therapies for certain tumor types.

MGDO06 is a humanized DART molecule that recognizes both CD123 and CD3. CD123, the Interleukin-3
receptor alpha chain is expressed on leukemia and leukemic stem cells, but not on normal hematopoietic

stem cells. T cells, which express CD3, can destroy tumor cells. In pre-clinical studies, we have

demonstrated the ability of MGDO0O06 at extremely low doses to recruit, activate, and expand T cell

populations to eliminate leukemia cells. MGDO0O06 pre-clinical data was presented at 2013 Annual Meeting of
the American Society of Hematology. In February 2014, we announced that an investigational new drug

( IND ) application for MGDOO06 cleared the U.S. Food and Drug Administration s ( FDA s ) 30-day review
period. We expect to commence a Phase 1 clinical trial of MGDOO06 in the second quarter of 2014.

MGDO007 is a humanized DART molecule that recognizes both the glycoprotein gpA33 and CD3. gpA33 is
expressed on gastrointestinal tumors, including more than 95% of human colon cancers. We have
demonstrated that this molecule is able to mediate T cell killing of gpA33-expressing cancer cells and
CSLCs in pre-clinical experiments. We expect to commence a Phase 1 clinical trial of MGDOO7 in the
second half of 2014.
We pursue a balanced approach between product candidates that we develop ourselves and those that we develop with
our collaborators. Under our current strategic collaborations, we have received approximately $129.9 million in
non-equity funding through December 31, 2013. Subsequent to December 31, 2013, we earned an additional $20.0
million under the Servier DART agreement as described below. Our collaborators include:

Servier. In November 2011, we entered into a collaboration agreement with Les Laboratoires Servier and
Institut de Recherches Servier (collectively, Servier ) under which we granted Servier an option to obtain an
exclusive license to develop and commercialize MGA271 in all countries other than the United States,
Canada, Mexico, Japan, South Korea and India. We received a $20.0 million option grant fee and a $10.0
million milestone payment upon dosing the first patient in the expansion cohort of our Phase 1 clinical trial
of MGA271, and may be eligible to receive up to approximately $415.0 million in license grant fees, and
clinical, development, regulatory and sales milestone payments if Servier exercises the option, obtains
regulatory approval for, and successfully commercializes an MGA271 licensed product. In the event Servier
exercises its option, Servier must pay a license grant fee, which we estimate to be $30.0 million, based on
the number of different indications represented within the planned Phase 1 patient population. We and
Servier will share Phase 2 and Phase 3 development costs.

In September 2012, we entered into a second agreement with Servier and granted it options to obtain three separate

exclusive licenses to develop and commercialize DART-based molecules, consisting of those designated by us as
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MGDO006 and MGDO0O07, as well as a third DART-based molecule, in all countries other than the United States,
Canada, Mexico, Japan, South Korea and India, at which time we received a $20.0 million option grant fee. In
February 2014, Servier exercised its option to develop and commercialize MGDOO6 in its territories for which we
received a $15.0 million license grant payment. In addition, we received a $5.0 million milestone payment from
Servier in connection with an IND application for MGDOO06 clearing the FDA s 30-day review period. We may be
eligible to receive up to approximately $1 billion in additional license grant fees, and clinical, development, regulatory
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and sales milestone payments if Servier exercises its two remaining options and successfully develops, obtains
regulatory approval for, and commercializes a product under all three licenses, including $5.0 million upon IND
acceptance for each of MGDO007 and a third DART molecule. In addition to these milestones, we and Servier will
share Phase 2 and Phase 3 development costs.

Additionally, under both agreements, Servier would be obligated to pay us low double digit to mid-teen royalties on
product sales in its territories.

Gilead. In January 2013, we entered into an agreement with Gilead Sciences, Inc. ( Gilead ) for the research,
development and commercialization of up to four DART-based molecules. The time period for Gilead s
exercise of one option has expired. At present, Gilead retains a license to one and options to two of the
original four programs. Gilead has exclusive worldwide rights for each of these remaining programs. We
received an initial $7.5 million license grant fee for the first DART-based molecule, and are eligible to
receive an additional $7.5 million in grant fees on each of the remaining two DART-based molecules if any
are selected by Gilead. We are further eligible to receive up to an additional $20 to $25 million in
pre-clinical milestones across each of the three remaining DART programs and up to approximately $240 to
$250 million per remaining program in additional clinical, regulatory and sales milestone payments if Gilead
exercises both remaining options and achieves all of the requisite milestones under each option and license.
Gilead also provides funding for our internal and external research costs under the agreement. We are also
eligible to receive tiered royalties on the net sales at percentages ranging from the high-single digits to the
low double digits, but less than teens, subject to reductions in specified circumstances.

Boehringer. In October 2010, we entered into an agreement with Boehringer Ingelheim GmbH ( Boehringer )
to discover, develop and commercialize up to ten DART-based molecules which may span multiple
therapeutic areas. We granted Boehringer an exclusive worldwide, royalty-bearing, license and received an
upfront payment of $15.0 million. We subsequently received three annual maintenance payments, including

a $4.0 million payment received in the fourth quarter of 2013. Also, in the fourth quarter of 2013,

Boehringer s selection of a development candidate triggered a $5.0 million milestone payment to us under the
agreement. We have the potential to earn development, regulatory and sales milestone payments that can
reach up to approximately $210.0 million for each of the DART programs under this agreement. Boehringer
provides funding for our internal and external research costs and is required to pay us mid-single digit
royalties on product sales. Boehringer purchased $10.0 million of our Series D-2 Preferred Stock in January
2011.

Pfizer. In October 2010, we entered into a three year agreement with Pfizer, Inc. ( Pfizer ) to discover,
develop and commercialize up to two DART-based molecules. We granted Pfizer a non-exclusive
worldwide, royalty-bearing license and received upfront and milestone payments and funding for our
internal and external research costs under the agreement. We are eligible to receive technical, development
and sales milestone payments that can reach up to approximately $210.0 million for each DART program
under this agreement. Pfizer is responsible for all pre-clinical and clinical development costs for the
program. In addition, Pfizer is required to pay us mid-single digit to low-teen royalties on product sales.
Under this collaboration, one DART program is currently being pursued and we completed our research
obligations under this program in January 2014.
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We currently manufacture material for research and development efforts for all of our product candidates in-house.

Drug substance for all of our clinical trials is manufactured using current good manufacturing practices ( ¢cGMP ) at our
manufacturing facility, located in Rockville, Maryland. We contract with vendors to provide fill finish manufacture of
drug product. We currently have capacity to produce Phase 2 material for our antibody product candidates and all
clinical and commercial material for our DART therapeutics. We intend to expand our manufacturing facility, which
should enable us to increase our production capacity. In addition, we have entered into agreements with contract

manufacturing organizations to supplement our clinical supply and internal capacity as we advance additional
pre-clinical candidates into clinical development.
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Our Strategy

Our goal is to be a leader in the discovery, development and commercialization of antibody-based therapeutics for the
treatment of patients with cancer, autoimmune disorders and other complex diseases.

Key elements of our strategy to achieve this goal are to:

Rapidly and concurrently advance our clinical oncology product candidates in multiple tumor types.

We intend to pursue the fastest feasible pathways to approval and to address large, underserved markets. We
are developing product candidates that we believe could address disease specific challenges which are not
currently being met by existing therapies. We are currently enrolling a Phase 2a clinical trial of
margetuximab in metastatic breast cancer for which we expect to have results in late 2014. We plan to
commence a Phase 3 potential registration clinical trial of margetuximab in advanced gastroesophageal
cancer in the second half of 2014. We are currently enrolling the dose-expansion portion of a Phase 1 clinical
trial of MGA271 as a single-agent in the treatment of 45 patients with solid tumors, including: 15 patients
with melanoma; 15 patients with prostate cancer and an additional group of 15 patients with other solid
tumor types. Servier has indicated that it intends to evaluate MGA271 in up to 75 additional cancer patients
representing additional types of cancers beginning in the first quarter of 2014. We plan to initiate additional
dose expansion cohorts using MGA271 as monotherapy in other tumor types in 2014, as well as combining
MGAZ271 with other therapies for certain tumor types. In addition, we are currently optimizing multiple
DART therapeutics as candidates for clinical development. We anticipate that we will begin Phase 1 clinical
trials of MGDO0O06, our first DART candidate, in the second quarter of 2014, and MGDO0O07, our second
DART candidate, in the second half of 2014.

Leverage collaborative relationships. We have multiple programs in development under our collaborations
and are working closely with our collaborators to advance these programs. We believe that these
collaborations help to validate and rapidly advance our discovery efforts, technology platforms, and product
candidates while providing significant funding to advance our pipeline and access the development and
commercial expertise of our collaborators. To facilitate the capital-efficient development and
commercialization of our proprietary programs, we intend to enter into additional collaboration agreements
with biopharmaceutical companies. We anticipate that we would structure these collaborations in ways that
would allow us to retain development and commercialization rights in key markets.

Create new product candidates that combine the potency and target selectivity of our DART technology with
small molecule and toxin conjugation technologies. We are working with several companies to combine
their proprietary linkers and drug conjugates with our monoclonal antibodies. We believe that such linkers
and drug conjugates can be combined with the selective targeting properties of our DART technology. Our
goal is to identify and further develop new clinical candidates, either antibody-drug conjugates ( ADCs ) or
DART-drug conjugates, through these research efforts.

Establish commercialization and marketing capabilities in the United States. We have retained
commercialization rights in the United States for our clinical stage programs as well as the three DART
programs that we are developing in collaboration with Servier. We intend to build a targeted specialty sales
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force and marketing capabilities in the United States to commercialize our product candidates that receive
regulatory approval.

Strengthen our leadership position in fully integrated antibody engineering and development capabilities.
We have built a powerful and fully integrated set of capabilities that are critical to our ability to discover,
optimize and develop antibody-based therapeutic product candidates in a rapid and efficient manner. We
intend to build on our technology platforms, methods and know-how that comprise our capabilities in order
to expand our product pipeline. We intend to advance two additional oncology DART-based product
candidates to IND submission and initiation of clinical testing in 2015. Our goal is to file one or more new
INDs annually for the next several years.
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Background
Immune System and Antibodies

The immune system, composed of both innate and adaptive elements, defends against invading pathogens such as
viruses, parasites, and bacteria, and provides surveillance against cancers. The adaptive immune system includes:

B cells, which mature into plasma cells and produce antibodies;

Helper T cells, including those that enable, or help, the B cells to produce antibodies; and

Cytotoxic T cells, which can destroy tumor cells or cells infected with viruses.
T cells and B cells (and the antibodies derived from the mature B cell) of this adaptive immune system respond to
small structural differences found, for example, on a cancer cell. This normally imparts exquisite specificity on these
individual immune components. As a result, billions of different structural variants can be recognized by the adaptive
immune system, but each individual T cell or B cell or antibody can only bind and respond to a single structure or
molecule.

As shown in the following illustration, the antibody is a Y-shaped molecule that has two identical variable regions at
the tip of the arms of the antibody (Fab region), which bind to antigens, and a constant region (Fc), as its opposite end
that binds to FcgRs.

Monoclonal Antibody Structure

An antibody s structure is amenable to engineering either the variable regions to improve its strength of target
recognition or affinity, or the constant regions to modify its engagement and collaboration with other components of
the immune system, or both. The two variable region arms naturally target the same antigen; however, they can be
artificially engineered to target two different antigens, allowing the creation of a bi-specific antibody. The Fc region
can bind, recruit and activate immune cells to amplify the immune response to targets bound by the variable region of
the antibody molecule. The Fc region can be modified to enhance the engagement with other immune cells and
increase the potency of the immune response.

Therapeutic monoclonal antibodies are typically derived from natural antibodies and are obtained from immune cells
of mammals that have been immunized with a desired antigen and are all clones of the unique parent cell. The
antibody s ability to bind specifically to a target or antigen is also referred to as its specificity. Using this mechanism,
antibodies can tag foreign substances for attack by other immune system cells or neutralize the targets directly. In
treating diseases such as cancer, researchers find antigens specific to cancer cells and create antibodies that bind those
antigens to use the body s immune system to destroy these cancer cells.
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Monoclonal antibodies are often generated in mice and although they are relatively easy to generate, they can have
drawbacks as targeted therapeutics. The major drawback is that a mouse monoclonal antibody is recognized by the
human immune system as a foreign target and therefore, the immune system attacks the antibody, rendering it useless
against its intended target. Many advances have been made to genetically engineer and humanize monoclonal
antibodies. In addition, fully human antibodies can be created, which can reduce newly generated immune responses
in patients treated with monoclonal antibodies.

Cancer

Cancer is a broad group of diseases in which cells divide and grow in an uncontrolled fashion, forming malignancies
that can invade other parts of the body. In normal tissues, the rates of new cell growth and cell death are tightly
regulated and kept in balance. In cancerous tissues, this balance is disrupted as a result of mutations, causing
unregulated cell growth that leads to tumor formation and growth. While tumors can grow slowly or rapidly, the
dividing cells will nevertheless accumulate and the normal organization of the tissue will become disrupted. Cancers
subsequently can spread throughout the body by processes known as invasion and metastasis. Once cancer spreads to
sites beyond the primary tumor, it may be incurable. Cancer cells that arise in the lymphatic system and bone marrow
are referred to as hematological malignancies. Cancer cells that arise in other tissues or organs are referred to as solid
tumors. Cancer can arise in virtually any part of the body, with the most common types arising in the prostate gland,
breast, lung, colon and skin.

Cancer is the second leading cause of death in the United States, exceeded only by heart disease, and accounts for
almost one of every four deaths. The American Cancer Society estimates that in 2013 there will be approximately
1.6 million new cases of cancer and approximately 580,000 deaths from cancer. The National Institutes of Health
estimates that the direct medical cost of cancer of all types, including solid tumors, in the United States in 2010 was
approximately $125 billion and according to IMS Health the amount spent in the United States on drugs to treat
cancer exceeded $23 billion in 2011.

Currently Available Cancer Treatments

The most common methods of treating patients with cancer are surgery, radiation and drug therapy. A cancer patient
often receives treatment with a combination of these methods. For patients with localized disease, surgery and
radiation therapy are particularly effective. Systemic drug therapies are generally used by physicians in patients who
have cancer that has spread beyond the primary site or cannot otherwise be treated through surgery. The goal of these
therapies is to damage and kill cancer cells or to interfere with the molecular and cellular processes that control the
development, growth and survival of cancer cells. In many cases, drug therapy entails the administration of several
different drugs in combination. Over the past several decades, drug therapy has evolved from non-specific drugs that
kill both healthy and cancerous cells, to drugs that target specific molecular pathways involved in cancer.

Cytotoxic Chemotherapies

The earliest approach to pharmacological cancer treatment was to develop drugs, referred to as cytotoxic drugs, which
kill rapidly proliferating cancer cells through non-specific mechanisms, such as disrupting cell metabolism or causing
damage to cellular components required for tumor survival and rapid growth. While these drugs have been effective in
the treatment of some cancers, cytotoxic drug therapies act in an indiscriminate manner, killing healthy cells along
with cancerous cells. Due to their mechanism of action, many cytotoxic drugs have a narrow dose range above which
the toxicity causes unacceptable or even fatal levels of damage and below which the drugs are not effective in
eradicating cancer cells.
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Targeted Therapeutics

The next approach to pharmacological cancer treatment was to develop drugs, referred to as targeted therapeutics,
including monoclonal antibodies, that target specific biological molecules in the human body that
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play a role in rapid cell growth and the spread of cancer. Included in this category are small molecule drugs as well as
large molecule drugs, also known as biologics. With heightened vigilance and new diagnostic tests, targeted therapies
(including monoclonal antibodies such as Herceptin, Rituxan and Avastin as well as small molecules such as Nexavar
and Tarceva), have resulted in improvements in overall survival for many cancer patients.

Next Generation Antibody-based Therapeutics for Cancer

While targeted antibody therapeutics have been highly successful in treating various cancers, the therapeutic effects of
many such therapies are often relatively transient. Acquired resistance to cancer therapies remains a significant
clinical problem with patients frequently relapsing and the tumors metastasizing to distant organs. The significant
need for improvement in the treatment of cancer through antibody-based therapies is driving the growing focus on
next-generation antibody-based therapies. Opportunities to create next-generation antibody based therapeutics lie in
several technology advances including: antibodies that target multiple antigens, Fc-optimization, and ADCs.
Multi-specific antibodies and ADCs have the potential to increase efficacy for cancer treatments and reduce systemic
toxicity. Fc optimization may enable modification of the antibody to enhance the immune system s response and
augment the therapeutic potential of the antibody, and may increase its half-life, which can potentially lead to less
frequent dosing (a competitive advantage for injectables) and a lower cost of goods.

Growth of the Biologics Market

Over the last 20 years, recombinant biologic therapeutic drugs, including monoclonal antibodies, the largest subclass
of recombinant biologics, have had a dramatic impact on cancer therapy. The improvement of engineering
technologies, efficacy and safety of biologic drugs have driven significant market growth, with worldwide sales in
2011 of $157 billion according to data from the IMS Institute for Healthcare Informatics. Data from La Merie, a
business intelligence firm, indicates that therapeutic antibody products represent approximately 52% of total biologic
drug sales, with 2012 global sales of approximately $65 billion, an increase from approximately $22 billion in 2006.
Approximately 40 antibody product candidates have been approved by the FDA and international regulatory
authorities since the first approval in 1986, and the three largest selling cancer drugs are monoclonal antibodies,
Rituxan, Herceptin and Avastin, which had 2012 worldwide sales of approximately $7.1 billion, $6.3 billion and $6.1
billion, respectively. Today, more than 300 monoclonal antibodies are in various stages of clinical development.
According to a 2010 statistical analysis by Tufts University, antibody product candidates have shown a 2.5 times
higher probability of successful clinical development as compared to small-molecule drugs.

Our Platforms for Creating Next-Generation Antibody-based Therapies

We apply our understanding of disease biology, immune-mediated mechanisms and next generation antibody
technologies to design highly targeted antibody-based product candidates. Our antibody-based platforms consist of:
DART, Fc Optimization, and CSLCs. Through these platforms, we have designed antibody-based product candidates
that have the potential to improve on standard treatments by having: (1) multi-specificities; (2) increased abilities to
interact with the body s immune system to fight tumors; (3) capacity to bind more avidly to antigen targets:

(4) increased potency; (5) reduced immunogenicity; or (6) the ability to target cancer cells which are resistant to
standard treatments. Moreover, these technology platforms are complementary and can be combined.
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DART Platform: Our Proprietary Approach to Engineer Multi-Specific Antibodies

We use our DART platform to create derivatives of antibodies with the ability to bind to multiple targets instead of a
single target found in traditional monoclonal antibodies. Our current DART product candidates are bi-specific. An
example of a bi-specific molecule is illustrated below:

Because cancer cells have derived ways to escape the immune system, we have created DART molecules which
improve upon the human immune system, by creating alternative antibody-like structures with more potent immune
properties than the parent antibody molecules from which they are derived. The two variable regions of an antibody
are mono-specific and are able to target only a single type structural component of an antigen. For many years,
researchers have sought to create recombinant molecules that are multi-specific and capable of targeting multiple
antigens or epitopes (i.e., specific part of antigen bound to the antibody) within the same molecule. The challenges in
creating such molecules have been the instability of the resulting bi-specifics and their inherent short half-lives, as
well as the inefficiencies in manufacturing these compounds. We believe our DART platform has overcome these
engineering challenges by incorporating proprietary covalent di-sulfide linkages and particular amino acid sequences
that efficiently pair the chains of the DART molecule. This results in a structure with enhanced manufacturability,
long-term structural stability, and the ability to tailor the half-lives of the DARTS to their clinical needs. This
engineered antibody-like protein has a very compact and stable structure and enables the targeting of multiple
different antigens within a single recombinant molecule.

The DART platform has been specifically engineered to accommodate virtually any variable region sequence with

predictable expression, folding, and antigen recognition. To date, we have produced over 100 different DART
molecules and have completed numerous in vitro and in vivo proof-of-concept studies on most of these molecules.
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We believe our DART platform may provide a significant advantage over current biological interventions in cancer
and autoimmune disorders by enabling a range of modalities, including those described below.

Redirected T cell activation and killing. In this version of the DART molecule, we
are enabling the cancer-fighting properties of the adaptive immune system to:
(1) recognize and bind to structures expressed on a cancer cell (e.g., CD123, the first
specificity in the example on the right), (2) enable the recruitment of all types of
cytotoxic, or cell killing, T cells, irrespective of their ability to recognize cancer cells
(e.g., CD3, a common component of the T cell antigen receptor, is the second
specificity in the example on the right), and (3) trigger T cell activation, expansion, and
cell killing mechanisms to destroy a cancer cell. The outcome is that any of the body s T
cells, in theory, could be recruited to destroy a cancer cell and thus, are not limited to
the small numbers of specific T cells that are normally generated to kill a cancer cell.
Furthermore, since any T cell could be recruited for this killing process, only small
amounts of a DART molecule are required to trigger this potent immune response.
Additionally, the compact structure of the DART protein makes it well suited for
maintaining cell-to-cell contact, apparently contributing to the high level of target cell
killing.

Modulation of receptor signaling. In another configuration of the DART molecule,
we have taken advantage of the two (or more) different specificities engineered in a
DART structure to bind not only to particular cells involved in autoimmune processes,
such as autoimmune B cells, but also to usurp the immune checkpoint signaling
pathways programmed within the cells to impede the pathogenic autoimmune
responses. Our MGDO010 product candidate targets both CD32B, a co-inhibitory
molecule, and CD79B, part of the B cell antigen receptor complex, two proteins
expressed on the immune system s B cells. Using a single DART molecule, we not only
target two receptors with a single molecule, but also promote the interaction of these
two receptors to interrupt the autoimmune response. This is critical because
interruption of the autoimmune B cell response cannot be achieved merely by using
two separate antibodies. In this particular example, the activity of CD32B on B cells is
captured to curb a destructive immune response.

Simultaneous targeting of multiple pathologic factors, such as cytokines and growth
factors and their receptors. Targeting multiple soluble proteins or receptors that are
important to the perpetuation of an autoimmune disease or generation of a cancer may
create therapeutic synergies within a single DART molecule. Examples of this DART
include the targeting of different inflammatory cytokines, such as TNF-a, IL-1, and
IL-6, involved in the pathogenesis of autoimmune diseases or those receptors
contributing to the growth of cancers such as members of the EGFR family including
EGFR1, HER2 and HER3.

10
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Targeting multiple epitopes on a pathogen for enhanced neutralization and/or
clearance. Infectious agents with slightly different genetic sequences or structures may
perpetuate disease. Sometimes multiple variants may infect one individual and may
evade the patient s normal immune responses. Creating DARTS that eliminate multiple
infectious variants of a virus or multiple toxins produced by a bacterium could be an
advantage for prevention or treatment. Examples of this include targeting the major
genetic and serological forms of dengue virus, the cause of a major viral disease
transmitted by mosquitoes, quasi-species of HIV, or different bacterial toxins derived
from pathogenic clostridium species.
In addition, we have the ability to tailor a DART molecule s valency (number of binding sites), the strength by which
the binding sites attach to its targets, and its half-life in the blood circulation after delivery to a patient. Furthermore,
when an Fc domain is incorporated in a DART, changes can be included that can modulate the DART s engagement
with different immune cells.

We have developed proof-of-concept pre-clinical data and are developing specific product candidates using this
technology, including MGD006, MGD007 and MGDO010, among others. We have been able to produce DART
molecules in both bacterial and mammalian expression systems.

Fc Optimization Platform: Our Proprietary Approach to Enhance Immune-Mediated Cancer Cell Killing
To enhance the body s immune ability, we developed our Fc Optimization platform which introduces certain mutations
into the Fc region of an antibody and is able to modulate antibody interaction with immune effector cells. Such

interaction enhances the body s immune ability to mediate the killing of cancer cells through ADCC.

ADCC

The Fc region mediates the function of certain antibodies by binding to different activating FcgRs and inhibitory
FcgRs on immune effector cells found within the innate immune system. By engineering Fc regions to bind with an
increased affinity to the activating FcgRs and with a reduced affinity to the inhibitory FcgRs, we have been able to
impart a more effective immune response, and improve effector functions, such as ADCC. This is another example in
which small changes in antibody structure can confer improvements on normal immune processes.

11
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We have established a proprietary platform to engineer, screen, identify and test antibodies Fc regions with
customizable activity. In particular, we have licenses to use transgenic mice that express human FcgRs. These mice
can be used for in vivo testing of antibodies that incorporate Fc domain variants, including those antibodies intended
for cancer therapy.

To date, we have successfully incorporated our Fc variants in our lead product candidates, margetuximab and
MGAZ271. We have pre-clinical data demonstrating that these Fc variants have substantially improved the antibody s
therapeutic effects.

Cancer Stem-like Cell Platform: Our Proprietary Approach to Discover Cancer Targets

Our CSLC platform provides new approaches to discover and identify cancer targets that are unresponsive to current
cancer therapies. Cancer stem cells represent important potential targets in oncology drug development because they
are theorized to be the basis for tumor re-growth and metastasis and are refractory to much standard chemotherapy.
Therefore, the ability to specifically target and destroy CSLCs could potentially address an unmet medical need in
many hard-to-treat cancers today. Using our CSLC platform, we can create antibodies that target and kill CSLCs.

Building on our expertise in growing stem cells from normal tissues using proprietary media and culture conditions,
we have produced CSLCs from primary human tumor tissues. These CSLCs have been generated in vitro from a range
of solid tumors and many have demonstrated tumor growth and differentiation in vivo. We believe that this technology
holds great promise in creating the next generation of oncology therapeutics that target both differentiated tumor cells
and their precursor cells which traditionally have been resistant to conventional chemotherapy and radiation therapy.

Our strategy has been to generate CSLCs from a range of primary tumors, including those derived from the colon,
lung and ovary. We analyze and characterize the CSLCs for the following: (a) ability for self-renewal, (b) ability to
form tumors in vivo that differentiate with the expected histological characteristics, and (c) genetic and protein stem
cell marker expression profiles.

To date, we have created novel antibodies that target antigens on both CSLCs and bulk differentiated tumor cells,
which are derived from the CSLCs. In addition to their value for identifying potential immune-based therapeutics,
other opportunities include their use in small molecule compound screening and diagnostic applications.

We have generated over 2,000 monoclonal antibodies that we have screened by immunohistochemistry ( IHC ) for
lower-binding to normal, non-malignant tissues. Many of these antibodies have been characterized for binding to
primary tumors and cancer cell lines and we are developing the most promising of these antibodies into product
candidates. This collection of antibodies is selective for both validated and novel cancer targets.

We have utilized our CSLC technology to generate or characterize the antibodies we use in our MGA271 and
MGDO0O07 product candidates.

Product Candidate Pipeline
We currently have two oncology product candidates in clinical development. Additionally, we have several
proprietary product candidates in pre-clinical development and we expect to commence Phase 1 clinical trials on two

of these product candidates in 2014. Further, we expect to advance two additional oncology DART-based product
candidates into clinical testing in 2015.
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Margetuximab: Fc-Optimized Antibody for HER2-expressing Solid Tumors
Overview

Margetuximab ( MGAH22 ) is an Fc-optimized, monoclonal antibody that targets and binds to the HER?2 protein on
cancer cells and is intravenously administered in order to kill tumor cells or inhibit tumor cell growth. We are
developing margetuximab as an improved, more potent, anti-HER2 treatment for a variety of HER2-expressing
tumors such as breast, gastroesophageal and bladder cancer.

An important mechanism of anti-HER2 monoclonal antibody action is the mediation of ADCC. In ADCC, the
anti-HER?2 antibody binds to tumor cells and then recruits immune cells, such as macrophages, through their FcgRs.
FcgR-mediated mechanisms play a critical part in the effectiveness of targeted tumor antibodies including anti-HER2
antibodies. Therefore, we have optimized the important Fc region of margetuximab and thereby improved the
cell-killing properties of margetuximab, compared to current anti-HER2 therapies (including trastuzumab).
Specifically, we increased binding to activating receptors and decreased binding to the inhibitory receptor on immune
effector cells. As a result, we believe margetuximab has the potential to be effective in a much broader population
than the approximately 25% of breast cancer patients treated with trastuzumab today and may overcome resistance in
populations who no longer respond to trastuzumab.

The HER?2 gene and receptor have an important role in normal cell growth and differentiation. When the HER2 gene
has multiple copies, which is referred to as gene amplification, it results in increased HER?2 protein production. This
causes cells to multiply in number and grow more rapidly than normal cells, contributing to the formation of cancer.
HER?2 gene amplification and protein over-expression occurs in approximately 25% of women with breast cancer. The
level of HER2 protein on tumors can be detected by IHC and is scored as 0, 1+, 2+ or 3+, where 3+ indicates the
highest expression of HER2 positivity. Fluorescence in situ hybridization ( FISH ) testing is a method used to
determine the number of HER2 gene copies that are in a tumor cell. Breast cancer patients with HER2 gene
amplification and protein over-expression have a more aggressive disease, greater likelihood of recurrence, poorer
prognosis, and decreased survival compared to patients with HER2-negative breast cancer. Currently, anti-HER?2
therapies are only approved for treating approximately 25% of all breast cancer patients whose tumors overexpress
HER?2 at the 3+ level, or if 2+, when accompanied by HER2 gene amplification. As illustrated in the figure below, this
population of 25% of breast cancer patients represents 60.5% of the 42% of all patients who are HER2+.

We plan to study several patient populations in which we believe margetuximab, because of its optimized structure,
has the potential for particular benefit. The first populations being tested include breast and gastroesophageal cancer,
but there is also potential to explore other HER2-expressing cancers such as bladder, ovarian and colon.
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We initially presented data from our Phase 1 clinical trial of margetuximab at ASCO in June 2013. We continue to
explore additional intermittent dosing cohorts and expect to complete this clinical trial in 2014. We are currently
enrolling an exploratory Phase 2a clinical trial in patients with metastatic breast cancer whose tumors exhibit
expression of the HER2 protein at the 2+ level by IHC and lack evidence of HER2 gene amplification by FISH. We
plan to initiate a Phase 3 clinical trial in patients with HER2+ gastroesophageal cancers with HER2 protein expression
at the 3+ level by IHC or 2+ level by IHC with documented gene amplification by FISH that have progressed after
standard first and second-line therapy. We expect to begin enrollment in this clinical trial in the second half of 2014.

Current Treatments for HER2-expressing Solid Tumors

The management of breast cancer is largely based on the stage, grade, hormone receptor status and type, and includes
surgery, radiation and drug therapy. Cytotoxic chemotherapies are a mainstay of metastatic breast cancer treatment,
irrespective of hormone and HER2 status. Patients who have no detectable cancer after surgery are often given
additional drug treatment to prevent recurrence. This is known as adjuvant therapy. Some patients receive treatment
before surgery to shrink the tumor. This is known as neoadjuvant therapy. While anti-HER?2 therapies have initially
been tested in patients with metastatic cancer, often as single agents, benefit has been shown in the much larger
population of patients treated earlier in adjuvant and neoadjuvant settings. We expect that this paradigm will also be
true for margetuximab, but in a larger population.

The management of gastroesophageal cancer is based on radical surgical resection of the tumor, which when carried
out at an early stage of disease may be curative. When surgical resection of the tumor is not possible, or the tumor
recurs or metastasizes, chemotherapeutic agents are utilized. The incidence of gastroesophageal cancer has been
declining steadily since the 1930s, yet it remains a major cause of cancer death in the United States and a greater
problem in the rest of the world. Gastroesophageal cancer is the fourth most common cancer in the world (989,000
new cases diagnosed in 2008) and the second most common cause of cancer-related death in the world. Advanced and
metastatic cancers are treated with chemotherapy and radiation therapy.

Several drugs directed at HER2 have been approved for the treatment of early and advanced stage breast cancer and
advanced gastroesophageal cancer. Most patients treated with existing HER?2 therapies, such as trastuzumab
(Herceptin), pertuzumab (Perjeta), lapatinib (Tykerb), and ado-trastuzumab emtansine (Kadcyla, also referred to as
T-DM1), will either fail to respond or become resistant to continued treatment. In addition, existing HER2 therapies
are not effective in the treatment of patients who do not highly over-express HER2.

Potential Advantages of Margetuximab

Margetuximab is an Fc-optimized, monoclonal antibody believed to mediate its therapeutic activity against HER2+
tumors by a combination of mechanisms including:

Modulation of the receptor signaling resulting in growth retardation or the induction of apoptosis, or cell

death;

ADCC and improved binding to immune cells to enhance destruction of HER2+ tumor cells; and
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Presentation of antigens by cells such as macrophages that engulf the tumor cells, digest them, and display

the tumor antigens to other cells of the immune system including T cells.
FcgR mediated mechanisms play a critical part in the activity of several antibodies including anti-HER2 antibodies.
FcgR sequences will differ among people and a single amino acid difference in an FcgR can significantly alter an
antibody s Fc binding properties. Clinical data shows improved outcomes in metastatic breast cancer patients who have
a higher binding form of an activating FcgR, CD16A, in response to treatment with chemotherapy plus trastuzumab.

14
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The table below shows the difference in progression-free survival between patients treated with trastuzumab who have
the higher-binding form of CD16A and those who have the lower-binding form of CD16A.

Knowing that approximately 80% of subjects express the lower-binding FcgR, we specifically optimized the Fc
domain of margetuximab to enhance binding to the lower-binding form of CD16A. We believe margetuximab will
have greater activity than trastuzumab and may overcome resistance in populations of patients whose tumors do not
respond, or no longer respond, to trastuzumab. In addition, the optimized Fc domain of margetuximab imparts reduced
binding to the inhibitory FcgR, CD32B, a feature expected to further enhance the activating properties of
margetuximab.

We have conducted in vitro and in vivo pre-clinical studies that support the superiority of margetuximab compared to
trastuzumab. In these pre-clinical models, margetuximab exhibits enhanced anti-tumor activity against
HER?2-expressing tumor cell lines in in vitro ADCC assays and in human tumor xenograft models in human CD16A+
transgenic mice. We have also demonstrated superior effects of margetuximab over trastuzumab in ex vivo studies
using patient samples from the Phase 1 clinical trial.

Clinical Development of Margetuximab

Based on the pre-clinical laboratory studies conducted with margetuximab, we assumed that margetuximab would
have clinical benefit in patients with tumors not currently thought to be targets for trastuzumab therapy, including
those whose tumors express the HER2 protein at less than 3+ levels by IHC and lack evidence of HER2 gene
amplification by FISH. We also assumed that margetuximab benefits would extend to patients bearing the
lower-binding form of CD16A.

Phase 2a Metastatic Breast Cancer Study

We submitted an IND in January 2010 for margetuximab for the treatment of HER2-positive carcinomas, including
breast cancer. We are currently enrolling a Phase 2a clinical trial to determine if margetuximab has sufficient activity
in patients with metastatic breast cancer who are not currently considered candidates for trastuzumab therapy to
further evaluate margetuximab in this patient population. We are enrolling patients with metastatic breast cancer
whose tumors exhibit expression of the HER?2 protein at the 2+ level by IHC and lack evidence of HER2 gene
amplification by FISH. This group of patients represents an unmet medical need which
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may be addressed by margetuximab. Margetuximab will be administered as a 6 mg/kg intravenous ( IV ) solution
weekly on Days 1, 8, and 15 of each 28-day cycle. If fewer than two partial or complete responses are observed in the
first 21 patients evaluable for response at the first tumor re-evaluation on day 22 of cycle 2 of treatment, no additional
patients will be enrolled and the trial will end. If two or more responses are observed at the first tumor re-evaluation
on day 22 of cycle 2 of treatment, we will expand the clinical trial to include a total of 41 patients evaluable for
response. If five or more partial or complete responses are observed in these 41 patients, then we will consider
margetuximab to have adequate activity in this patient population to justify additional clinical development. We are
conducting this clinical trial at six sites in the United States.

Anticipated Margetuximab Clinical Trials

We plan to file a separate IND for margetuximab for the treatment of patients with HER2+ gastroesophageal cancers
with HER2 protein expression at the 3+ level by IHC or 2+ level by IHC with documented gene amplification by
FISH in the first quarter of 2014. We plan to commence a 425 patient, randomized Phase 3 clinical trial to evaluate the
addition of margetuximab to standard cytotoxic chemotherapy (irinotecan or paclitaxel) in the third line treatment of
patients with advanced gastroesophageal cancers which have progressed after standard frontline and second-line
treatment of advanced disease. We have selected the clinical research organization ( CRO ) and intend to commence
patient recruitment in the second half of 2014. The primary analysis will compare the overall survival of patients
randomized to chemotherapy plus placebo to the overall survival of patients randomized to chemotherapy plus
margetuximab.

Other Anticipated Phase 2 Development

We anticipate conducting exploratory clinical trials in patients with other HER2 expressing malignancies, potentially
including bladder, ovarian, endometrial, and colon cancers.

Phase 1 Clinical Study Results

The Phase 1 clinical trial is an open-label, multi-dose, single-arm, dose-escalation study conducted to define the safety
profile and pharmacokinetics of margetuximab and to begin to explore the antitumor activity of margetuximab in
patients with refractory HER2+ tumors. We enrolled a total of 34 patients in the dose escalation (0.1 to 6.0 mg/kg) and
expansion (6.0 mg/kg) phases of the trial. This patient population was heavily pre-treated with prior therapies,
including 19 patients with other prior anti-HER?2 therapies. In the absence of dose limiting toxicity, an additional
cohort of patients was treated at the top dose. We expect to complete this clinical trial in 2014.

During the dose escalation and expansion segments of the Phase 1 clinical trial of margetuximab, a dose of 6.0 mg/kg
has been well-tolerated in patients with refractory HER2+ tumors who were treated weekly for four weeks.
Approximately one-third of patients received additional cycles of margetuximab treatment. Using margetuximab as a
single agent, tumor response was observed even in patients who had failed prior therapies including other anti-HER?2
treatment. Responses to date include:

unconfirmed partial response in one patient with mucoepidermoid carcinoma of the salivary gland treated at
1.0 mg/kg;

confirmed partial response in one patient with breast cancer treated at 3.0 mg/kg;
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confirmed partial response in one patient with breast cancer treated at 6.0 mg/kg;

confirmed partial response in one patient with a gastroesophageal junction tumor treated at 6.0 mg/kg;

unconfirmed partial response in one patient with colorectal cancer at 6.0 mg/kg; and

four patients with times to progression exceeding five months.
In addition, we are exploring intermittent administration of margetuximab as a more convenient dosing regimen. In
this portion of the Phase 1 clinical trial, a patient with breast cancer experienced a confirmed partial response at
10.0 mg/kg (administered every three weeks) with a time to progression currently exceeding five months.
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Evidence of activity was seen at doses as low as 0.1 mg/kg weekly, to which a patient with metastatic breast cancer
whose tumor had progressed after two prior anti-HER?2 therapies (trastuzumab and ado-trastuzumab emtansine)
experienced stability of disease and time to progression that exceeded nine months. The maximum percent reduction
(below baseline) or increase (above baseline) in the size of target tumors at any time from patients treated with
different doses of margetuximab is shown below:

The most frequent adverse events observed in patients participating in the dose escalation portion of this trial were
infusion reactions, which we observed in approximately 27% of patients on the day of infusion. Most of these events
were mild or moderate in severity. Institution of pre-medications has reduced the incidence and severity of
infusion-associated adverse events.

We assessed the ex vivo ADCC response of peripheral blood mononuclear cells ( PBMCs ) obtained from subjects in
the dose escalation portion of this Phase 1 trial. Each patient sample was divided and exposed separately to
margetuximab and trastuzumab. Margetuximab outperformed trastuzumab in in vitro ADCC assays, reducing the dose
required to achieve equivalent cell killing and increasing total cell killing. The concentration of drug required to
achieve a half maximal effect (EC5y) on ADCC was much lower for margetuximab (mean 3.5 + 1.0 ng/ml) than
trastuzumab (mean 40.7 £ 17.1 ng/ml).

MGAZ271: Fe-Optimized Antibody for B7-H3-Expressing Solid Tumors

Overview

MGAZ271 is a humanized, Fc enhanced, monoclonal antibody that targets B7-H3 expressing tumors and is
intravenously administered in order to kill tumor cells or inhibit their growth. We are developing MGA271 to treat
multiple solid tumors such as melanoma, glioblastoma, prostate cancer, and breast cancer. We believe that targeting

B7-H3 using MGA271 has significant potential to treat a variety of solid tumors because it incorporates multiple
complementary mechanisms of action in one molecule. These potentially include:

Enhanced ADCC through Fc Optimization;

Targeting of both CSLCs and tumor cells;

Opportunity to differentially target tumor vasculature and underlying supporting tissues; and

17

Table of Contents 32



Edgar Filing: MACROGENICS INC - Form 10-K

Table of Conten

Potential for enhanced anti-tumor immunity by blockade of T cell inhibition (inhibiting the inhibitor).
MGAZ271 has been engineered to have enhanced binding to CD16A. MGA271 also exhibits reduced binding to
CD32B.

We initiated a Phase 1 clinical trial of MGA271 in patients with B7-H3 tumors in August 2011. We have completed
the dose escalation portion of this trial without exceeding a maximally tolerated dose. We commenced an expansion
phase in the third quarter of 2013, in which we are enrolling patients and treating them at the highest dose tested
during the dose escalation portion of the trial. We expect to complete the first three dose expansion cohorts of this
clinical trial by the end of 2014. We plan to initiate additional dose expansion cohorts using MGA271 as monotherapy
in other tumor types in 2014, as well as combining MGA271 with other therapies for certain tumor types.

Role of B7 Family of Immune Regulators, Including B7-H3, in Cancer

The B7 family of cell surface molecules consists of structurally related protein ligands that bind to receptors on
lymphocytes and regulate immune responses. B7 homolog 3 ( B7-H3 ) is a novel member of the B7 family of immune
regulatory molecules. This family of molecules is an area of interest across the pharmaceutical industry, and is being
explored by companies including AstraZeneca PLC ( AstraZeneca ), Bristol-Myers Squibb Co. ( Bristol-Myers ),
GlaxoSmithKline plc ( GSK ), Merck & Co. ( Merck or Merck KGaA ) and Roche. The chart below describes our
understanding of various B7 immune regulator targets and current marketed products and clinical stage product
candidates addressing such targets.

B7 Immune Regulator Family

Antigen-Presenting Cell T Cell Function Product or Product Candidates

CD80 (B7-1) or CD86 (B7-2) CTLA4 Inhibitory Ipilimumab (marketed by Bristol-Myers)
Anti-CTLA4 (AstraZeneca, Phase 2)

CD80 (B7-1) or CD86 (B7-2) CD28 Activating

PD-L1 (B7-H1) or PD-L2 (B7-DC) PDI1 Inhibitory Anti-PD1 (Merck, Phase 3)
Anti-PD1 (Bristol-Myers, Phase 3)
Anti-PD-L1 (Bristol-Myers, Phase 2)
Anti-PD-L1 (Roche, Phase 2)
PD-L2/Fc fusion (GSK/AstraZeneca, Phase 1)
Anti-PD1 (AstraZeneca, Phase 1)
Anti-PD-L1 (Merck KGaA, Phase 1)

B7RP1 (B7-H2) ICOS Activating AMG 557 (Amgen/AstraZeneca, Phase 1)

B7-H3 Unknown Inhibitory MGA271 (MacroGenics, Phase 1)

B7-H4 Unknown Inhibitory

B7-H5 (VISTA) Unknown Inhibitory

B7-H6 NKp30  Activating
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In our own analysis of fixed tumor microarrays representing more than 700 samples across various tumor types
including glioblastoma, thyroid, gastroesophageal, breast, pancreas, prostate, melanoma and ovarian cancers, we saw
B7-H3 expression in approximately 70 99% of tumor samples, with high expression (2+ or greater by IHC) in most of
these tumor types.

B7-H3 inhibits T cell activation and cytokine production. Other examples of inhibitors of T cell activation include the
immune check-point regulators PD1 and CTLA4. Anti-PD1 and anti-CTLA4 (e.g., ipilimumab) antibodies have

shown therapeutic effects in patients with melanoma, renal cell carcinoma, and non-small-cell lung cancer and are
being tested in individuals with several other types of cancers.
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Pre-Clinical Development of MGA271

We have evaluated the ability of MGA271 to mediate ADCC activity across multiple cancer types expressing varying
levels of B7-H3 as determined by flow cytometry. The cancer types tested included melanoma, lung cancer, prostate
cancer, breast cancer, bladder cancer, and renal cancer cell lines. MGA271 mediated ADCC activity against all tumor
lines that express B7-H3 at detectable levels.

MGAZ271 exhibited anti-tumor activity in mouse models when administered approximately one week after tumor cell
implantation (as shown below), or after tumors were allowed to become fully established (approximately three weeks
after implantation when tumors were approximately 300 mm3 in volume).

Anti-Tumor Efficacy of MGA271

in a Pre-clinical Model of Renal Cell Carcinoma

Cells from a renal cell carcinoma tumor line were implanted subcutaneously in immunodeficient mice that expressed
the lower-binding form of human CD16A. MGA271 was administered intravenously weekly at the indicated dose
levels as shown by arrows above. All dosages of MGA271, including 0.1 mg/kg, inhibited tumor growth when
compared to both control groups, vehicle or IgG.

A repeat dose Good Laboratory Practice ( GLP ) toxicology study was conducted in cynomolgus monkeys to determine
the potential toxicity of MGA271. MGA271 was well tolerated when administered by IV infusion at four weekly
doses of up to150 mg/kg. The no observed adverse effect level was considered to be 150 mg/kg.

Clinical Development of MGA271
We expect to complete the first three dose expansion cohorts of a Phase 1 clinical trial by the end of 2014. We plan to
initiate additional expansion cohorts using MGA271 as monotherapy in other tumor types in 2014, as well as

combining MGA?271 with other therapies for certain tumor types. We submitted an IND in March 2011 for MGA271
for the treatment of patients with refractory B7-H3-expressing tumors.
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Phase 1 Clinical Trial

The Phase 1 trial is an open-label, multi-dose, single-arm, multi-center, dose-escalation clinical trial. This trial
includes patients with B7-H3-expressing tumors, such as prostate cancer, pancreatic cancer, melanoma and ovarian
cancer, and tumors whose vasculature exhibits B7-H3 expression, such as glioblastoma, renal cell carcinoma and
ovarian cancer. The clinical trial began with a dose escalation segment in which patients were treated with increasing
weekly doses of MGA271 from 0.01 mg/kg up to 15 mg/kg. We have not seen any dose limiting toxicity, and we
initiated an expansion phase in the third quarter of 2013 at a dose of 15 mg/kg. During the expansion phase, we are
recruiting an additional 15 patients to each of three cohorts that represent a distinct patient population determined by
histology: 1) patients with melanoma, 2) patients with prostate cancer and 3) patients with any B7-H3 positive tumor
other than melanoma or prostate cancer with the limitation of a maximum of five patients with any single histologic
type such as colorectal adenocarcinoma or histologic subgroup such as sarcoma. In addition, Servier has indicated that
it intends to evaluate MGAZ271 in up to 75 additional cancer patients representing additional types of cancers
beginning in the first quarter of 2014.

We enrolled a total of 26 patients in the trial through the dose escalation portion, with 15 different types of tumors.
Ten patients received additional cycles of MGA271 treatment and all have had stable disease at the first tumor
re-assessment. The most frequent adverse events in the trial were mild or moderate infusion reactions.

Because anti-cancer monoclonal antibodies are target-specific, the presence of the target on tumor cells is usually
required for the desired biological effect of the antibody. An IHC-based companion diagnostic for MGA?271 would
detect the presence of B7-H3 on the cellular membrane of tumor cells. A positive result detecting B7-H3 on the
cellular surface is currently required for trial eligibility, and we expect it will be required for identification of
appropriate candidates for MGA271 treatment should the product candidate be approved. We are working with two
third-party vendors for the development of the companion diagnostic, and we plan to contract with a vendor for future
commercialization based on the results. We plan to have a validated companion diagnostic ready for incorporation
into potential Phase 3 trials and are working with a collaborator to develop it.

MGD006: DART-Based Molecule for Acute Myeloid Leukemia
Overview

MGDO006 is a humanized DART molecule that recognizes both CD123 and CD3. We are developing MGDO0O06 for the
treatment of hematologic cancers. The primary mechanism of action of MGDOO6 is its ability to redirect T cells which
express CD3 to kill CD123 expressing cells, such as leukemic cells. In February 2014, we announced that an IND
application for MGDO0O06 cleared the FDA s 30-day review period. We plan to initiate a Phase 1 clinical trial of
MGDO006 in patients with relapsed or refractory acute myeloid leukemia ( AML ) or in patients with untreated AML
who are not candidates for standard induction chemotherapy in the second quarter of 2014.

Role of CD123 in Acute Myeloid Leukemia

CD123 has been reported to be overexpressed on malignant cells in a wide range of hematologic malignancies
including AML and myelodysplastic syndrome ( MDS ). Overexpression of CD123 is associated with a poorer
prognosis in AML. AML and MDS are thought to arise in and be perpetuated by a small population of leukemic stem
cells ( LSCs ), which generally resist conventional chemotherapeutic agents. LSCs are characterized by high levels of
CD123 expression, which is not present in the corresponding normal hematopoietic stem cell population in normal
human bone marrow. CD123 is also expressed by plasmacytoid dendritic cells ( pDCs ) basophils, endothelial cells
and, to a lesser extent, monocytes and eosinophils. The anti-CD123 component of MGDO006 is based on a humanized
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Potential Advantages of MGD006

As a targeted therapy for CD123-expressing cells, we believe that MGDO006 will have fewer side effects than
conventional chemotherapeutic agents which broadly target rapidly dividing cells including cancer cells, normal
hematopoietic stem cells and certain immune cells such as activated lymphocytes.

Moreover, because CD123 is expressed on the LSCs that perpetuate this disease, MGDO006 will be targeting the source
of the disease, and potentially deliver more durable remissions. This would represent an advance in AML therapy,
because the LSCs that sustain this disease are generally resistant to the chemotherapy which is the standard approach
to disease treatment. The resistance of LSCs to chemotherapy may be due to the fact that they are a rare, relatively
dormant, cell type within the leukemic cell population and, therefore, are less susceptible to the primary mechanism of
action of chemotherapeutic agents.

Pre-clinical Development of MGD006

In November 2013, one of our academic investigators presented data from a pre-clinical study at the 55th Annual
Meeting of the American Society of Hematology. The pre-clinical study investigated the ability of MGDO0O06 to
redirect T cells against CD123-positive AML blasts. Investigators demonstrated that MGDOO06 binds to both human
CD3 and CD123 to mediate target-effector cell aggregation, T-cell activation and proliferation. MGDO0O06 induced a
dose-dependent reduction of primary AML blast survival in vitro and in vivo. Notably, a short course of treatment
with MGDO006 in mice engrafted with an AML patient sample induced a greater than 97% elimination of AML blasts
from the peripheral blood and significant clearing from the spleen and bone marrow 6 weeks after AML cell infusion.
The results of this study provide a strong rationale for the clinical development of MGDO006 as a novel molecule for
the treatment of patients with AML.

In our own in vitro experiments, we have demonstrated that MGDOO6 is able to mediate T cell killing of
CD123-expressing cells. In an in vitro model of T cell-mediated killing of AML cells, addition of MGDO0O06 led to
destruction of AML cells derived from leukemia patients. Three leukemia cell lines expressing CD123 were exposed
to MGDO0O06 or a control DART protein in the presence of T cells. Dose-dependent increases in cell killing were
observed following treatment with MGDO006.

21

Table of Contents 38



Edgar Filing: MACROGENICS INC - Form 10-K

Table of Conten

In the chart below, primary AML PBMC samples were incubated with a phosphate buffered saline ( PBS ) control, a
DART protein control or MGDO006. Treatment with MGDOO06 resulted in a dose-dependent decrease in leukemic blast
cell number counts.

AML Blasts

We performed pilot toxicology studies in cynomolgus monkeys. Complete depletion of CD123-positive cells, an
indication of activity in healthy animals, occurred at doses as low as 10 ng/kg/day. Importantly, this effect was
reversible as pDCs were observed in peripheral blood a few weeks following cessation of dosing. No significant
infusion reactions were observed at the lowest starting doses studied, including the pharmacologically active dose
levels (10 30 ng/kg/day). Administration of MGDOO06 at higher doses was associated with acute infusion reactions,
which typically decreased or disappeared with subsequent dosing.

MGDO007: DART-Based Molecule for Gastrointestinal Cancers
Overview

MGDO007 is a DART protein in which the first specificity is for the glycoprotein gpA33 and the second specificity is
for CD3. MGDO007 also contains an Fc domain which provides for an extended serum half-life compared to basic
DARTSs. gpA33 was identified through immunizations using our proprietary CSLC lines.

We are developing MGDO0O07 as a potential therapeutic agent for the treatment of colorectal cancer. Other tumors of
the gastrointestinal tract, such as pancreatic and gastroesophageal cancers, may also be potential indications for
development. In a survey of normal tissues examined, the gpA33 antigen was expressed almost exclusively in the
intestinal epithelium. It was present in more than 95% of human colon cancers, and in approximately 50% of
gastroesophageal and pancreatic cancers. Studies by others with a radiolabeled monoclonal antibody against gpA33
demonstrated preferential binding to tumors over normal colonic mucosa.

We have conducted pre-clinical in vitro and in vivo proof-of-concept studies with MGDOO7 or a basic DART form of
MGDO007 without the Fc domain. In addition, we have completed the in vivo portion of a GLP toxicology study in

cynomolgus monkeys. We are planning to submit an IND in 2014 and commence a Phase 1 clinical trial for MGD0O07
in the second half of 2014.
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Pre-clinical Development of MGD007

The results of in vivo experiments shown below demonstrate that a gpA33 x CD3 DART is able to mediate T cell
killing of gpA33-expressing cancer cells:

Cells from a colorectal cancer line and activated human T cells were implanted subcutaneously in immunodeficient
mice. A gpA33 x CD3 DART was administered intravenously daily for four days at the time of tumor implantation.
Inhibition of tumor growth was observed at all dose levels tested when compared to animals treated with a control.

Other Oncology DART-Based Product Candidates

We have an active discovery effort and we have generated multiple product candidates, which are in various stages of
research and pre-clinical development. Several of these undisclosed product candidates are based on our DART
technology, and are directed toward various oncology targets, both novel and validated. We intend to advance at least
two of these programs to IND submission and commence Phase 1 clinical studies in 2015.

MGD010: DART-Based Molecule for Autoimmune Diseases

Autoimmune diseases including rheumatoid arthritis ( RA ), Crohn s disease, systemic lupus erythematosis ( SLE ), and
multiple sclerosis ( MS ), collectively affect more than 20 million people in the United States. Autoimmune disease
involves self-tissue destruction by T cells and antibodies due to lack of self-tolerance. Anti-inflammatory therapies,

such as TNF (tumor necrosis factor) inhibitors, have been able to improve diseases like RA; however, it has become
increasingly known that, in addition to T cells, B cells play an important role in many common autoimmune and

allergic disorders by initiating and amplifying the pathological disease processes. Current B cell targeted therapies

either cause depletion of B cells, thus limiting their applicability due to the potential for infections (e.g., rituximab, or
Rituxan), or exhibit a delayed onset of action and limited efficacy across patient populations (e.g., belimumab, or

Benlysta).

To address limitations of existing B cell targeted therapies, MacroGenics has developed a novel CD32B x CD79B
DART, called MGDO10. In pre-clinical studies, this DART modulates the function of human B cells without B cell

depletion. In normal conditions, B cells utilize CD32B as one of the key negative regulators to ensure that tolerance to
self is maintained and autoimmune disease does not occur. MGDO10 exploits this
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mechanism and triggers this inhibitory immune checkpoint loop. We believe this molecule preferentially blocks those
B cells that are activated to produce the pathogenic antibodies that promote the autoimmune process. Studies in SLE
patient B cells and humanized mouse models have demonstrated that MGDO010 can block B cell activation in the
absence of B cell depletion. To advance this program to the clinic, we recently performed studies in a non-human
primate model with MGDO10 demonstrating a favorable safety profile and pharmacological effects on targeted B

cells.

In the chart below, treatment with MGDO10 prolongs survival compared to a PBS control or a single dose of
rituximab in a mouse model of graft-versus-host disease.

MGDO010 in a Chronic Graft-versus-Host Disease

(Transplantation) Mouse Model

Immunodeficient mice administered human PBMCs by injection were treated intravenously either with MGDOI10 at
5.0 or 10.0 mg/kg or PBS control every four days (9 total doses) or with rituximab at 5.0 mg/kg for one dose.

Teplizumab: Fc-Modified Antibody for Type 1 Diabetes
Overview

Teplizumab is a humanized, anti-CD3 monoclonal antibody being developed for the treatment of Type 1 Diabetes

( TID ). Teplizumab has been engineered to alter the function of the T cells that mediate the destruction of the
insulin-producing beta cells of the islets of the pancreas. Teplizumab potentially represents an advance in the
treatment of T1D by addressing the underlying disorder, rather than merely using insulin replacement therapy. In
2007, we entered into a collaboration with Eli Lilly. During the clinical development of teplizumab, Eli Lilly provided
financial, manufacturing, and commercial support to us while we conducted our Phase 3 clinical trials.

In June 2011, we published the results of Protégé, a Phase 3 clinical study of teplizumab in T1D, in The Lancet and
follow-up data in Diabetes in 2013. The primary clinical endpoint of this trial, a composite of glycated hemoglobin

( HbAlc ), and insulin usage, was not met. HbAlc is a form of hemoglobin that reflects average plasma glucose
concentration over prolonged periods of time. When T1D is poorly controlled, the glucose and consequently, HbAlc
levels rise. Insulin use was measured as units used per day. Subjects were required to have a low HbAlc level (<6.5%)
and low daily insulin usage (<0.5 units per day). Similar numbers of patients in the 14 day teplizumab regimen and
placebo (insulin only) achieved this endpoint. Although this trial
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did not meet its primary clinical endpoint, an exploratory, post-hoc analysis suggests that teplizumab, when used in a
full dose regimen, may preserve insulin production by beta cells in the pancreas, as measured by C-peptide, and
increase the percentage of patients requiring very low doses of insulin compared to those on placebo. Preservation of
insulin production as measured by C-peptide, relative to standard of care, is now recognized as an acceptable primary
endpoint by the FDA. The findings suggest that future studies of immunotherapeutic intervention with teplizumab
might have increased success in prevention of a decline in beta cell function (measured by C-peptide) and preservation
of glycemic control at reduced doses of insulin, particularly in children, if intervention occurs soon after diagnosis.

Teplizumab is currently being evaluated in a Phase 2 clinical trial, called At-Risk, for the prevention or delay of onset
of T1D in patients determined to be at very high risk for developing the disease. This clinical trial is being sponsored
by the National Institute of Diabetes and Digestive and Kidney Diseases ( NIDDK ). In 2011, Eli Lilly terminated its
collaboration with us to develop teplizumab and pursuant to the terms of the agreement, we reacquired the commercial
rights to teplizumab. We are actively seeking a collaborator for further development of teplizumab.

The At-Risk study is being conducted under an IND filed and sponsored by MacroGenics, pursuant to IND 102,629
filed in December 2009. The clinical study is being conducted by NIDDK at TrialNet clinical sites. NIDDK, in
conjunction with TrialNet, prepared the clinical protocol and is responsible for training and monitoring the clinical
sites. MacroGenics officially transferred these sponsor responsibilities to NIDDK in its initial IND submission. Under
FDA regulations, MacroGenics remains responsible for submitting the appropriate documents to the IND, including
but not limited to, IND Annual Reports, expedited reports, revised clinical protocols provided by NIDDK, and new
clinical investigator information.

Collaborations

We have entered into several strategic collaborations for our therapeutic programs. Our current therapeutic
collaborations have provided us with approximately $129.9 million in non-equity funding through December 31,
2013. Subsequent to December 31, 2013, we earned an additional $20.0 million under the Servier DART agreement as
described below. Key terms of our collaborations are summarized below.

Servier MGA271 Agreement

Overview. In November 2011, we entered into a collaboration agreement with Servier under which we granted Servier
an option to obtain an exclusive license to develop and commercialize the Fc engineered antibody we designated as
MGAZ271 and certain other Fc engineered antibodies that also bind the B7-H3 receptor, collectively referred to as the
MGAZ271 licensed products, in all countries other than the United States, Canada, Mexico, Japan, South Korea and
India. We received a $20.0 million option grant fee and a $10.0 million milestone payment upon dosing the first
patient in the expansion cohort of our Phase 1 clinical trial of MGA271, and may be eligible to receive up to
approximately $415.0 million in license grant fees, and clinical, development, regulatory and sales milestone
payments if Servier exercises the option, obtains regulatory approval for and successfully commercializes an
MGAZ271 licensed product. In addition to these milestones, we and Servier will share Phase 2 and Phase 3
development costs. Under the agreement we are also eligible to receive royalties on the net sales of MGA271 licensed
products at percentages ranging from the low double digits to the mid-teens, subject to reductions in specified
circumstances. Under specific circumstances, Servier may defer payment of certain milestone payments.

Research Plan. Under the agreement, we are responsible for conducting research according to an agreed upon research
plan during a specified research term. The activities under the research plan include the generation of data by us that
the parties have agreed will be included in a data package, or MGA271 data package. We will continue conducting the
current Phase 1 trial of MGA271 under the research plan. Under the agreement, Servier may conduct separate
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term of the research plan begins on the effective date of the agreement and ends on the earlier of November 24, 2015
or the expiration of Servier s option under the agreement. In general, during the research term, each party is
responsible for the internal and external costs it incurs to conduct its activities under the research plan.

Manufacturing. Under the agreement we are obligated to supply cGMP produced MGA271 licensed products to
supply Servier s clinical development needs for its Phase 1 and first two Phase 2 clinical trials according to a clinical
supply agreement negotiated between the parties. Servier is obligated to pay for such supply of MGA271 licensed
product under the clinical supply agreement at our fully burdened manufacturing cost. Prior to exercising its option,
we can supply clinical material for Servier s additional needs at our discretion. If Servier exercises its option, upon its
request, we are obligated to enter into negotiations to execute a commercial supply agreement for MGA271 licensed
product.

Option. Generally, Servier may exercise its option at any time after the effective date of the agreement until ninety

days after Servier s receipt of the MGA271 data package which shall include results from completed expansion cohorts
from the Phase 1 clinical trial. In the event Servier exercises the option, Servier must pay a license grant fee, which we
estimate to be $30.0 million, based on the number of different indications represented within the patient population in

a planned expansion cohort in our Phase 1 clinical trial of MGA271. If Servier elects not to exercise the option, it will
lose all rights to develop and commercialize MGA271 licensed products and we will be entitled to develop and
commercialize MGA271 licensed products throughout the world exclusively or with a third party or parties.

License/Exclusivity. If Servier exercises the option it will receive an exclusive license to develop and commercialize
MGAZ271 licensed products in all countries of the world other than the United States, Canada, Mexico, Japan, South
Korea and India.

In addition to Servier s exclusive right to develop and commercialize MGA271 licensed products under the agreement,
there are additional obligations regarding exclusivity and noncompetition.

In addition to these provisions, in the event that we seek to grant rights to a third party to develop and/or
commercialize certain DARTS that bind the B7-H3 receptor outside the United States, Servier has a right of first
negotiation to obtain such rights. If Servier declines to enter negotiations or the parties fail to execute an agreement
granting Servier such rights within a specified time period, subject to specified exceptions, we will have the right to
enter negotiations with a third party for the same rights.

Term and Termination. If Servier does not exercise its option, the agreement terminates upon the expiration of the
option. If Servier exercises the option, the agreement will terminate in its entirety upon the later of the expiration of
the last-expiring patent related to an MGA271 licensed product, the regulatory based exclusivity period or 12 years
after the first commercial sale of any MGA271 licensed product. The agreement contains customary termination
rights.

Servier DART Agreement

Overview. In September 2012, we entered into a second agreement with Servier and granted it options to obtain three
separate exclusive licenses to develop and commercialize DART-based molecules, consisting of those designated by
us as MGDO006 and MGDO007, as well as a third DART molecule, collectively referred to as the DART-licensed
products, in all countries other than the United States, Canada, Mexico, Japan, South Korea and India. Under the
terms of the agreement, we received a $20.0 million option grant fee. In February 2014, Servier exercised its option to
develop and commercialize MGDOO6 in its territories for which we received a $15.0 million license grant payment. In
addition, we received a $5.0 million milestone payment from Servier in connection with an IND application for
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regulatory approval for and commercializes a product under each license, including $5.0 million upon IND acceptance
for each of MGDO007 and a third DART molecule. In addition to these milestones, we and Servier will share Phase 2
and Phase 3 development costs. Under the agreement we are also eligible to receive royalties on the net sales of
DART licensed products at percentages ranging from the low double digits to the mid-teens, subject to reductions in
specified circumstances.

Research Programs. Under the agreement, we are responsible for conducting research according to an agreed upon
research plan for each option target during the specified research term. Each research plan and its activities are
considered a research program. The activities under each research plan include the generation of data by us that the
parties have agreed that will be included in a data package, or the Servier DART data package. With our consent,
Servier may conduct separate development and clinical activities under a research plan. The research term for each
research program begins on the effective date of the agreement and ends on the earlier of September 19, 2016 or the
expiration of the applicable option. In general, during each research term, each party is responsible for the internal and
external costs it incurs to conduct its activities under that research plan.

Manufacturing. Under the agreement we are obligated to negotiate a clinical supply agreement with Servier regarding
the supply of cGMP produced material to supply Servier s clinical development needs for its Phase 1 and first two
Phase 2 clinical trials for each DART licensed product. Servier pays for such supply of each DART licensed product
under each clinical supply agreement at our fully burdened manufacturing cost. Prior to exercising one of its options,
we can supply clinical material for Servier s additional needs at our discretion. If Servier exercises an option, then
upon Servier s request, we are obligated to enter negotiations to execute a commercial supply agreement for DART
licensed products subject to that option.

Option. Under the terms of the agreement, each option may be exercised by Servier within ninety days after Servier s
receipt of the applicable Servier DART data package. In the event Servier exercises an option, Servier must pay a
specified license grant fee for exercising that option. The respective license grant fees are $15.0 million for the
MGDO006 option, which we received in February 2014, and additional amounts related to MGDO0O07, and a remaining
DART molecule, which become exercisable after a significant portion of the Phase 1 trials for each of these programs
is completed. If Servier elects not to exercise an option, it will lose all rights to develop and commercialize DARTSs
that bind such option target and we will be entitled to develop and commercialize DARTS that bind the former option
target throughout the world exclusively or with a third party or parties, subject to Servier s right of first negotiation, as
described below.

Licenses/Exclusivity. If Servier exercises an option it will receive an exclusive license to develop and commercialize
DARTS that bind to the option target for that option, and pharmaceutical products that comprise or contain such
DARTS, in all countries of the world other than the United States, Canada, Mexico, Japan, South Korea and India.

In addition to Servier s exclusive right to develop and commercialize DARTSs under each license, under the agreement
there are additional obligations regarding exclusivity and noncompetition.

In addition to these provisions, in the event that we seek to enter into a transaction under which we would grant rights
to a third party to develop and/or commercialize certain product candidates in Servier s territory that bind an option
target in exchange for certain consideration, Servier has a right of first negotiation to obtain such rights. If Servier
declines to enter negotiations or the parties fail to execute an agreement granting Servier such rights within a specified
time period, we will have the right, subject to specified exceptions, to enter negotiations with a third party for the
same rights.
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Term and Termination. If Servier does not exercise any option, the agreement terminates upon the expiration of the
last to expire option. If Servier exercises an option, the agreement will terminate in its entirety with respect to such
DART licensed product upon the later of the expiration of the last-expiring patent related to a DART licensed product,
the regulatory based exclusivity period or 12 years after the first commercial sale of a DART licensed product. The

agreement contains customary termination rights.
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Gilead

Overview. In January 2013, we entered into an agreement with Gilead for (i) the research, development, manufacture
and commercialization of DARTS that bind to a first pair of specified targets; (ii) an exclusive option for an exclusive
license to research, develop, manufacture and commercialize DARTS that bind to a second pair of specified targets in
North America, the European Union, Norway, Iceland, Turkey, Australia and New Zealand; and (iii) separate
exclusive options for worldwide exclusive licenses to research, develop, manufacture and commercialize DARTS that
bind to third and fourth pairs of targets to be subsequently identified by Gilead and accepted by us within a specified
time period after the effective date of the agreement, which we collectively refer to as the Gilead licensed products.
The time period for Gilead s exercise of the option to the second target pair has expired. At present, Gilead retains a
license to one and options to two of the original four programs. Gilead has exclusive worldwide rights to each of these
remaining programs. We received an initial $7.5 million license grant fee for granting Gilead a license to the first
target pair, and are eligible to receive an additional $7.5 million in grant fees for each of the remaining two
DART-based molecules if they are selected by Gilead, up to an additional $20 to $25 million in pre-clinical
milestones across each of the three remaining DART programs and up to $240 to $250 million per remaining program
in additional clinical, regulatory and sales milestones payments if Gilead exercises both remaining options and
achieves all of the requisite milestones under each option and license. Under the agreement, we are also eligible to
receive tiered royalties on the net sales of Gilead licensed products at percentages ranging from the high-single digits
to the low double digit, but less than teen royalties subject to reductions in specified circumstances.

Research Programs. During specified research terms, we are responsible for conducting research according to an
agreed upon research plan for each pair of targets for which Gilead exercises its option. Each research plan and its
activities are considered a research program. Upon approval by the joint research committee, Gilead may conduct
separate development and clinical activities under a research plan. The term of the research plan for the first target pair
has already begun. The research terms of the research plans for the third and fourth target pairs can begin only after
Gilead s exercise of the options for such target pairs. The term for Gilead s exercise of the option to for the second
target pair has expired. Gilead has fixed time periods to exercise its options for the third and fourth target pairs and we
may decline to accept Gilead s selection of the third and fourth target pairs under specified circumstances.

During each research term, Gilead will reimburse us for all internal and external costs we incur to conduct our
assigned activities under that research plan, subject to specified limitations.

Licenses. Under the agreement, we granted Gilead an exclusive worldwide license to research, develop, manufacture
and commercialize DARTS that bind to the first pair of specified targets. Upon initiation of each of the research terms
for the third and fourth target pairs we will grant Gilead a worldwide exclusive license to research, develop,
manufacture and commercialize DARTS that bind to the corresponding target pair. Gilead did not exercise its option
with respect to the second target pair.

Pre-clinical Milestone. Notice by Gilead to pay the pre-clinical milestone for each target pair category must be
provided to us within specified time periods. Upon providing notice to pay a pre-clinical milestone for a target pair
category, Gilead will become responsible for all research, development and commercialization activities with respect
to licensed products within such target pair category in Gilead s territory for such target pair license.

Licenses. Under the agreement, we granted Gilead an exclusive worldwide license to research, develop, manufacture
and commercialize DARTS that bind to the first pair of specified targets. Upon initiation of each of the research terms
for the third and fourth target pairs we will grant Gilead a worldwide exclusive license to research, develop,
manufacture and commercialize DARTS that bind to the corresponding target pair. Gilead did not exercise its option
with respect to the second target pair.
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pair category, Gilead will become responsible for all research, development and commercialization activities with
respect to licensed products within such target pair category in Gilead s territory for such target pair license.

Exclusivity. Subject to specified exceptions, during the term of the agreement, other than with respect to the research
and development activities pursuant to the agreement, we may not, directly or indirectly, research, develop,
manufacture or commercialize a product that binds to both targets from any target pair category covered by the
agreement in a country where Gilead has been granted a license for such target pair.

Term and Termination. The agreement will terminate in its entirety upon the later of the expiration of the last-expiring
patent related to a Gilead licensed product, the regulatory based exclusivity period or 12 years after the first
commercial sale of a Gilead licensed product. Gilead has the right to terminate the agreement at any time with respect
to one or more selected target pairs or in its entirety, upon prior written notice to us. The agreement contains
customary termination rights.

Boehringer

Overview. In October 2010 we entered into a collaboration and license agreement with Boehringer to discover,
develop and commercialize up to ten DART-based molecules which span multiple therapeutic areas. Under the terms
of the agreement, we granted Boehringer an exclusive, worldwide, royalty-bearing, license under our intellectual
property to research, develop, and market DARTSs generated under the agreement (the Boehringer licensed products)
throughout the world.

Under the agreement, we received an upfront payment of $15.0 million. We subsequently received three annual
maintenance payments including one in the fourth quarter of 2013. Also, in the fourth quarter of 2013, Boehringer s
selection of a development candidate triggered a $5.0 million milestone payment to us under the agreement. We have
the potential to earn development, regulatory and sales milestone payments that can reach up to approximately $210.0
million for each of the DART programs under this agreement in the case of full commercial success of multiple
DART products. Boehringer also provides funding for our internal and external research costs and is required to pay
us mid-single digit royalties, on a licensed product-by-licensed product basis, on worldwide net sales, subject to
reductions in specified circumstances. We have the option to co-promote certain DART products in the United States
and may elect to co-fund Phase 3 clinical development in exchange for an increased royalty rate on net sales.

Research. Under the agreement, Boehringer is entitled to select up to ten pairs of targets for which we would generate
DARTS that bind to such targets. Several of the targets were identified in the agreement. Subsequent target pairs are
selected according to a process which permits us to decline to accept such target pairs under specified circumstances.
During the research term of the agreement, we are responsible for generating pre-clinical DART candidates that bind
the accepted target pairs and generating data according to specified criteria which will be presented to Boehringer as a
data package. If Boehringer accepts a pre-clinical DART candidate it will be responsible for subsequent development
and commercialization of such pre-clinical DART candidate. We have the right to co-fund a portion of the Phase 3
clinical development in exchange for an increased royalty rate. We also have the right to co-promote up to two DART
products that are developed under the agreement.

Equity Purchase. Boehringer purchased $10.0 million of our Series D-2 preferred stock in January 2011.

Exclusivity. Subject to specified exceptions, during the term of the agreement, other than with respect to Boehringer
licensed products, we agreed not to research, develop or commercialize any product using our DART platform that is
directed to a target covered under the agreement. Subject to specified exceptions, we further agreed not to grant any

third party rights to research, develop or commercialize any product using our DART platform that is directed to a
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Term and Termination. The agreement will terminate in its entirety upon the later of the expiration of the last-expiring
patent related to a Boehringer licensed product, or 12 years after the first commercial sale of a Boehringer licensed
product. Boehringer has the right to terminate the agreement at any time with respect to one or more selected target
pairs or in its entirety, upon prior written notice to us. However, it must maintain research efforts during a specified
time period of the agreement. The agreement may also be terminated by either Boehringer or us in the event of an
uncured material breach by the other party.

Pfizer

Overview. In October 2010, we entered into a research collaboration and license agreement with Pfizer. Under the
agreement, we granted Pfizer a non-exclusive worldwide, royalty-bearing license and received upfront and milestone
payments and funding for our internal and external research costs under the agreement. Under the terms of the
agreement, we received a non-refundable, non-creditable $5.0 million upfront fee. In addition, we are eligible to
receive up to approximately $210.0 million per Pfizer DART molecule, as defined in the agreement, in technical,
development and sales milestone payments if specified net sales thresholds are reached. We are also entitled to receive
royalties from Pfizer at percentages ranging from the mid-single digits to the low-teens on net sales of any Pfizer
DART. Under this collaboration, one DART program is currently being pursued and we completed our research
obligations under this program in January 2014.

Research. Under the agreement, we are obligated to construct Pfizer DARTS that bind to a first and second target
identified in the agreement that are each expressed on cancer cells. During the research term of the agreement, which
expired in January 2014, we conducted pre-clinical development of the Pfizer DARTS in collaboration with Pfizer
according to an agreed upon research plan. Under certain circumstances, Pfizer had the right to substitute the second
target during specified periods. Pfizer exercised those rights at various times during the specified periods which have
now expired.

Product Development. Upon expiration of the research term in January 2014, Pfizer will use commercially reasonable
efforts to develop and obtain regulatory approval for each Pfizer DART in both the United States and other specified
countries. In addition, Pfizer will use commercially reasonable efforts to commercialize a Pfizer DART in each
country where Pfizer has received regulatory approval.

Commercialization. Under the Agreement, Pfizer has sole responsibility and authority for commercialization of Pfizer
DARTs: at its sole expense.

Manufacturing. Pfizer has the exclusive right to manufacture Pfizer DARTS.

License. Under the Agreement we granted Pfizer an exclusive, worldwide license to use, develop, manufacture, and
commercialize Pfizer DARTS. The license includes the right to sublicense.

Exclusivity. Subject to specified exceptions, until October 3, 2015, we agreed not to research, develop, commercialize,
manufacture, or grant any third party rights to research, develop, commercialize, or manufacture, (i) a Pfizer DART
that binds to a cancer target for which a Pfizer DART is under development in the agreement; or (ii) product
candidates based on an antibody that we have supplied to serve as the basis for generating a Pfizer DART that is in
development under the agreement.

Term and Termination. The agreement will terminate in its entirety upon the later of the expiration of the last-expiring
patent related to a Pfizer DART licensed product, or 12 years after the first commercial sale of a Pfizer DART

licensed product. We or Pfizer may terminate the agreement in the event of an uncured material breach by the other
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Overview. In June 2010, we entered into a Collaboration Agreement with Green Cross Corp ( Green Cross ), to grant
Green Cross an exclusive license to conduct specified Phase 1 and Phase 2 trials and commercialize margetuximab in
South Korea. Under the terms of the agreement, we received a non-refundable $1.0 million upfront fee and are eligible
to receive clinical, development and commercial milestone payments up to $4.5 million if Green Cross
commercializes margetuximab. We are also entitled to receive royalties ranging from the low-single digits to the
low-twenties on net sales of margetuximab by Green Cross in South Korea. In addition, Green Cross purchased $2.0
million of our Series D-2 Preferred Stock in January 2011.

Clinical Development. Initial development of margetuximab under the agreement is being conducted according to a
Phase 1 development plan that has been agreed upon by the parties. Based upon an amendment to the agreement,
Green Cross is responsible for all of its costs to conduct the Phase 1 development plan up to a specified amount and,
we are responsible for all of our own costs to conduct the Phase 1 development plan.

Development of margetuximab under the agreement after completion of the Phase 1 clinical trial will be conducted
according to a Phase 2 development plan. In that regard, Green Cross is obligated to use best efforts to initiate a Phase
2 clinical trial with margetuximab in South Korea within a specified period of time after the completion of the Phase 1
trial. The costs of conducting the Phase 2 trial will be the responsibility of Green Cross. After completion of the Phase
1 trial, Green Cross has the responsibility for submitting clinical trial applications to the Korea Food and Drug
Administration ( KFDA ).

Green Cross shall have the option to participate in any additional studies to the extent such studies are required by the
KFDA to obtain approval of margetuximab in South Korea.

Commercialization. Under the Agreement, Green Cross has sole responsibility and authority for commercialization of
margetuximab in South Korea at its sole expense.

Manufacturing. We are responsible for supply of margetuximab that is used for clinical development by Green Cross
in South Korea.

License. Under the Agreement, we granted Green Cross an exclusive license to conduct specified Phase 1 and Phase 2
trials and commercialize margetuximab in South Korea.

Consideration. Under the Agreement, we received a non-refundable $1.0 million upfront fee and are eligible to
receive clinical, development and commercial milestone payments up to $4.5 million if Green Cross commercializes
margetuximab. In addition, we are entitled to receive royalties which are determined by a formula that allocates the
cost of commercial supply and third party royalties against net sales.

Term and Termination. The agreement will terminate in its entirety upon the later of the expiration of the last-expiring
patent related to margetuximab, or 12 years after the first commercial sale of margetuximab in South Korea. The
agreement may also be terminated by either Green Cross or us in the event of an uncured material breach by the other
party. The agreement may be terminated by us immediately in the event Green Cross participates or actively assists in
a legal challenge to one of the patents exclusively licensed to Green Cross under the agreement. Either party may
terminate the agreement in the event of a change in control of the other party upon 30 days prior written notice to the
other party.

Intellectual Property
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We strive to protect the proprietary technologies that we believe are important to our business, including seeking and
maintaining patent protection intended to protect, for example, the composition of matter of our product candidates,
their methods of use, the technology platforms used to generate them, related technologies and/or other aspects of the
inventions that are important to our business. We also rely on trade secrets and careful monitoring of our proprietary
information to protect aspects of our business that are not amenable to, or that we do not consider appropriate for,
patent protection.
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We plan to continue to expand our intellectual property estate by filing patent applications directed to dosage forms,
methods of treatment and additional compositions created or identified from our technology platforms and ongoing
development of our product candidates. Specifically, we seek patent protection in the United States and internationally
for novel compositions of matter directed to aspects of the molecules, basic structures and processes for
manufacturing these molecules and the use of these molecules in a variety of therapies.

Our success will depend significantly on our ability to obtain and maintain patent and other proprietary protection for
commercially important technology, inventions and know-how related to our business, defend and enforce our patents,
maintain our licenses to use intellectual property owned by third parties, preserve the confidentiality of our trade
secrets and operate without infringing the valid and enforceable patents and other proprietary rights of third parties.
We also rely on know-how, continuing technological innovation and in-licensing opportunities to develop, strengthen,
and maintain our proprietary positions. We currently use multiple industry-standard patent monitoring systems to
monitor new United States Patent and Trademark Office ( USPTO ) filings for any applications by third parties that
may infringe on our patents. To date, we have not identified any potential infringement of our patents by third parties.

A third party may hold intellectual property, including patent rights that are important or necessary to the development
of our product candidates or use of our technology platforms. It may be necessary for us to use the patented or
proprietary technology of third parties to commercialize our product candidates, in which case we would be required
to obtain a license from these third parties on commercially reasonable terms, or our business could be harmed,
possibly materially. For example, certain patents held by third parties cover Fc engineering methods and mutations in
Fc regions to enhance the binding of Fc regions to Fc receptors on immune cells. Although we believe that these
patents are invalid, if they cover margetuximab or MGA271 and we are unable to invalidate them, or if licenses for
them are not available on commercially reasonable terms, our business could be harmed, perhaps materially.

The patent positions of biopharmaceutical companies like us are generally uncertain and involve complex legal,
scientific and factual questions. In addition, the coverage claimed in a patent application can be significantly reduced
before the patent is issued, and its scope can be reinterpreted by the courts after issuance. Consequently, we do not
know whether any of our product candidates will be protectable or remain protected by enforceable patents. We
cannot predict whether the patent applications we are currently pursuing will issue as patents in any particular
jurisdiction or whether the claims of any issued patents will provide sufficient proprietary protection from
competitors. Any patents that we hold may be challenged, narrowed, circumvented or invalidated by third parties.

Because patent applications in the United States and certain other jurisdictions are maintained in secrecy for 18
months or potentially even longer, and since publication of discoveries in the scientific or patent literature often lags
behind actual discoveries, we cannot be certain of the priority of inventions covered by pending patent applications.
Moreover, we may have to participate in interference proceedings declared by the USPTO to determine priority of
invention. We are participating in post-grant challenge proceedings, such as oppositions, that challenge the
patentability of third party patents and may have to participate in such proceedings again in the future. Such
proceedings could result in substantial cost, even if the eventual outcome is favorable to us.

The patent portfolios for our most advanced programs are summarized below.

Margetuximab. We own our margetuximab patent portfolio, which includes one issued patent and one pending U.S.
patent application. Our issued patent relates to the composition of or methods of making or using margetuximab and
covers Fc engineered HER?2 binding antibodies. This patent will expire in 2025. Related Patent Cooperation Treaty

( PCT ) and national patent applications filed in a number of other countries are pending. Any patents resulting from
these patent applications, if issued, will expire in 2025. Our current pending U.S. application relates to the
composition of margetuximab. If issued, this patent will expire in 2029. We filed
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related PCT and national patent applications in a number of other countries. Any patents resulting from these patent
applications, if issued, also will expire 2029.

Certain issued patents and pending U.S. patent applications for our Fc Optimization platform portfolio provide
additional intellectual property protection for margetuximab. We own three issued patents in this portfolio, two that
relate to compositions of matter and one that covers methods of use. In addition, we have four current pending U.S.
patent applications relating to compositions of matter, methods of using, and methods of making. The issued patents
and any patents resulting from the pending patent applications, if issued, will expire between 2024 and 2030. PCT and
national patent applications filed in a number of other countries are pending. Any patents resulting from these
applications, if issued, will expire on the same dates as our corresponding U.S. patents.

MGA271. We own our MGA271 patent portfolio. This portfolio includes two pending U.S. patent applications. One of
these pending patent applications claims MGAZ271 variable domains that bind to the B7-H3 receptor. Both pending
patent applications cover the composition of or methods of making or using MGA271. In addition, related PCT and
related national patent applications are pending in several other countries. The U.S. pending patent applications and
national patent applications, if issued, will expire in 2031. MGA271 is also covered by the same patents and patent
applications from our Fc Optimization platform portfolio that cover margetuximab.

MGD006. We own our MGDO0O06 patent portfolio. This portfolio includes two U.S. pending provisional patent
applications that claims general composition of or methods of making or using MGDO006. Any patents resulting from
this application, if issued, will expire in 2034. We expect to file PCT and national patent applications in other
countries in the future.

Three pending U.S. patent applications for our DART platform portfolio claiming compositions of matter, methods of
using, methods of making also cover MGDO0O06. These patents, if issued, will expire between 2026 and 2031. In
addition, related PCT and national patent applications filed in a number of other countries are pending. Any patents
resulting from these patent applications, if issued, will expire on the same dates as our corresponding U.S. patents.

MGDO010. We own our MGDO10 patent portfolio. This portfolio includes four pending U.S. patent applications. Each
patent application claims compositions of matter, methods of using, and methods of making. If issued, any patents
resulting from these applications will expire between 2022 and 2034. In addition, related PCT and national patent
applications in a number of other countries are pending. Any patents resulting from these patent applications, if
issued, will expire on the same dates as our corresponding U.S. patents.

Three pending U.S. patent applications for our DART platform portfolio claiming compositions of matter, methods of
using, methods of making also cover MGDO10. Any patents resulting from these U.S. patent applications will expire
between 2026 and 2031. In addition, related PCT and national patent applications in a number of other countries are
pending. Any patents resulting from these patent applications, if issued, will expire on the same dates as our
corresponding U.S. patents.

DART Platform. We own our DART platform patent portfolio. This portfolio includes seven pending U.S. patent
applications, each of which claims compositions of matter, methods of using, and methods of making. Patents
resulting from six of these U.S. patent applications, if issued, will expire between 2026 and 2031. The remaining
application, which relates to certain mutations incorporated into our DARTS, if issued, will expire in 2032. In
addition, related PCT and national patent applications in a number of other countries are pending. Any patents
resulting from these patent applications, if issued, will expire on the same dates as our corresponding U.S. patents. A
PCT application in our DART Platform patent portfolio also relates to a particular binding component of our DARTS.
Related national applications will be filed in the future.
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Fc Optimization Platform. We own our Fc Optimization platform patent portfolio. This portfolio includes three issued
U.S. patents that cover the compositions of antibody Fc regions with certain mutations that affect their binding to Fc
receptors. These patents expire in 2024. Related national patents have issued in a number of other countries or are
pending. The issued patents and any patents resulting from the pending patent applications, if issued, will expire in
2024,

Cancer Stem-like Cell Platform. We own our cancer stem-like cell platform patent portfolio. This portfolio consists of
one issued U.S. patent that will expire in 2028. Related national patents have issued in a number of other countries and
will expire on the same date. In addition to patent protection, we will also rely on the use of trade secrets to protect our
cancer stem-like cell platform.

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 earliest date of filing a non-provisional patent
application.

However, the term of the U.S. patents may be extended due to delays encountered during prosecution which are
caused by the USPTO or by delays incurred due to compliance with FDA regulations.

FDA Regulatory Review Process

The Hatch-Waxman Act permits a patent term extension for FDA-approved drugs of up to five years beyond the
expiration of the patent. The length of the patent term extension is related to the length of time the drug is under
regulatory review. Patent extension 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 may be extended. Similar provisions are
available in Europe and other jurisdictions to extend the term of a patent that covers an approved drug. In the future, if
and when our pharmaceutical product candidates receive FDA approval, we expect to apply for patent term extensions
on patents covering those products. We intend to seek patent term extensions to any of our issued patents in any
jurisdiction where these are available, however there is no guarantee that the applicable authorities, including the FDA
in the United States, will agree with our assessment of whether such extensions should be granted, and even if
granted, the length of such extensions.

Trade Secrets

We also rely on trade secret protection for our confidential and proprietary information. Although we take steps to
protect our proprietary information and trade secrets, including through contractual means with our employees and
consultants, third parties may independently develop substantially equivalent proprietary information and techniques
or otherwise gain access to our trade secrets or disclose our technology. Thus, we may not be able to meaningfully
protect our trade secrets. It is our policy to require our employees, consultants, outside scientific collaborators,
sponsored researchers and other advisors to execute confidentiality agreements upon the commencement of
employment or consulting relationships with us. These agreements provide that all confidential information
concerning our business or financial affairs developed or made known to the individual during the course of the
individual s relationship with us is to be kept confidential and not disclosed to third parties except in specific
circumstances. In the case of employees, the agreements provide that all inventions conceived by the individual, and
which are related to our current or planned business or research and development or made during normal working
hours, on our premises or using our equipment or proprietary information, are our exclusive property. In many cases
our confidentiality and other agreements with consultants, outside scientific collaborators, sponsored researchers and
other advisors require them to assign or grant us licenses to inventions they invent as a result the work or services they
render under such agreements or grant us an option to negotiate a license to use such inventions.
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are unique and may have properties that are absent in antibodies expressed by other hybridomas. These properties
could confer advantages and capabilities to product candidates developed with antibodies that exhibit such properties.
We closely control and monitor access to the hybridomas and the antibodies they produce. Before receiving such
materials, our collaborators, prospective collaborators and all other parties are required to execute material transfer
agreement or other agreement which contractually limit their permitted uses and dissemination of such materials. In
many cases our agreements with other parties granting access to and use of our biological materials require them to
assign or grant us licenses to inventions they invent as a result or their use of the materials or grant us an option to
negotiate a license to use such inventions

In-Licensed Intellectual Property

We have entered into patent and know-how license agreements which grant us the right to use a certain technology
related to biological manufacturing to manufacture margetuximab and MGA271. We anticipate using this technology
for future product candidates. This licensor has a business dedicated to licensing this technology and we anticipate
that licenses to use the technology for our future products will be available. The licenses typically include an
obligation to pay an upfront payment, yearly maintenance payment and sales royalties.

We have entered into a research evaluation agreement for a technology related to biological manufacturing that we
anticipate using to manufacture certain DART products. This licensor has a business dedicated to licensing this
technology and we anticipate that licenses will be available to use it to manufacture quantities of the DART products
for clinical and commercial uses. The licenses may include an obligation to pay an upfront payment, yearly
maintenance payments, milestones and sales royalties.

In establishing our Fc Optimization platform, we entered into patent license agreements which grant us the right to use
technologies to generate mutant Fc regions. The licenses include obligations to pay a yearly maintenance payment,
development milestones and sales royalties on products we develop and commercialize that include mutant Fc regions
generated using the patented technologies.

Manufacturing

We currently have a manufacturing facility located in Rockville, Maryland. This facility has been used to manufacture
all of the current clinical supply for margetuximab and MGA271 to date. We currently have capacity to produce Phase
2 material for our antibody product candidates and clinical and commercial material for our DART therapeutics. We
intend to expand our capacity at this location, or possibly elsewhere. For our Phase 3 clinical trials for our antibody
product candidates and for commercial sale quantities of such candidates, we anticipate that we will need to obtain
additional manufacturing capacity through contract manufacturers to be able to supply the quantities required. We
intend to screen multiple manufacturers to provide the drug substance for commercial purposes for some of our
product candidates prior to the filing of a BLA. We currently rely on and will continue to rely on contract fill-finish
service providers to fulfill our fill-finish needs for our current and future product candidates.

All of our product candidates are biologics and are manufactured in disposable bioreactors in CHO cells in accordance
with cGMP. We expect to continue to develop product candidates that can be produced at our manufacturing facility
and at contract manufacturing facilities.

We generate cell lines internally that serve as the source for our biologic drug substance. These cell lines are then sent
to a vendor where they are expanded and banked, and are available upon our request to use in developing drug
substance. All other manufacturing materials used in the production of drug substance are readily available in the
ordinary course of business from a number of standard biotechnology vendors.
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We have not yet established a sales, marketing or product distribution infrastructure because our lead product
candidates are still in clinical development. We generally seek to retain commercial rights in the United States for our
clinical product candidates for which we hope to receive marketing approvals and have done so to date in our
collaborations other than our Boehringer, Gilead and Pfizer collaborations. We believe that it will be possible for us to
access the United States oncology market through a targeted specialty sales force.

Subject to receiving marketing approvals, we expect to commence commercialization activities by building a focused
sales and marketing organization in the United States to sell our products. We believe that such an organization will
be able to address the community of oncologists who are the key specialists in treating the patient populations for
which our oncology product candidates are being developed. Outside the United States, we expect to enter into
distribution and other marketing arrangements with third parties for any of our product candidates that obtain
marketing approval.

We also plan to build a marketing and sales management organization to create and implement marketing strategies
for any products that we market through our own sales organization and to oversee and support our sales force. The
responsibilities of the marketing organization would include developing educational initiatives with respect to
approved products and establishing relationships with thought leaders in relevant fields of medicine.

We expect that our collaborators for any companion diagnostics we may develop in the future for use with our product
candidates will hold the commercial rights to these diagnostic products. We expect to coordinate closely with our
diagnostic collaborators in connection with the marketing and sale of our related product candidates.

Competition

The biopharmaceutical industry is characterized by rapidly advancing technologies, intense competition and a strong
emphasis on proprietary products. While we believe that our technology, knowledge, experience and scientific
resources provide us with competitive advantages, we face potential competition from many different sources,
including major pharmaceutical, specialty pharmaceutical and biotechnology companies, academic institutions and
governmental agencies and public and private research institutions. Any product candidates that we successfully
develop and commercialize will compete with existing therapies and new therapies that may become available in the
future.

There are a large number of companies developing or marketing treatments for cancer and autoimmune disorders,
including many major pharmaceutical and biotechnology companies. These treatments consist both of small molecule
drug products, as well as biologic therapeutics that work by using next-generation antibody technology platforms to
address specific cancer targets. In addition, several companies are developing therapeutics that work by targeting
multiple specificities using a single recombinant molecule. Amgen is now in late-stage clinical development of cancer
product candidates which work by targeting antigens both on immune effector cell populations and those expressed on
certain cancer cells. In addition, other companies are developing new treatments for cancer and autoimmune diseases
that enhance the Fc regions of antibodies to create more potent antibodies, including Roche and Xencor, Inc.

Many of our competitors have significantly greater financial, manufacturing, marketing, drug development, technical
and human resources than we do. Mergers and acquisitions in the pharmaceutical, biotechnology and diagnostic
industries may result in even more resources being concentrated among a smaller number of our competitors. Smaller
or early stage companies may also prove to be significant competitors, particularly through collaborative arrangements
with large and established companies. These competitors also compete with us in recruiting and retaining top qualified
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The key competitive factors affecting the success of all of our therapeutic product candidates, if approved, are likely to
be their efficacy, safety, dosing convenience, price, the effectiveness of companion diagnostics in guiding the use of
related therapeutics, the level of generic competition and the availability of reimbursement from government and other
third party payors.

Our commercial opportunity could be reduced or eliminated if our competitors develop and commercialize products
that are more effective, have fewer or less severe effects, are more convenient or are less expensive than any products
that we may develop. Our competitors also may obtain FDA or other regulatory approval for their products more
rapidly than we may obtain approval for ours, which could result in our competitors establishing a strong market
position before we are able to enter the market. In addition, our ability to compete may be affected in many cases by
insurers or other third party payors seeking to encourage the use of biosimilar products. Biosimilar products are
expected to become available over the coming years. For example, certain HER2 biosimilar products may be
approved in the U.S. prior to margetuximab. Even if our product candidates achieve marketing approval, they may be
priced at a significant premium over competitive biosimilar products if any have been approved by then.

The most common methods of treating patients with cancer are surgery, radiation and drug therapy. There are a
variety of available drug therapies marketed for cancer. In many cases, these drugs are administered in combination to
enhance efficacy. While our product candidates may compete with many existing drug and other therapies, to the
extent they are ultimately used in combination with or as an adjunct to these therapies, our product candidates will not
be competitive with them. Some of the currently approved drug therapies are branded and subject to patent protection,
and others are available on a generic basis. Many of these approved drugs are well established therapies and are
widely accepted by physicians, patients and third party payors.

In addition to currently marketed therapies, there are also a number of products in late stage clinical development to
treat cancer. These product candidates in development may provide efficacy, safety, dosing convenience and other
benefits that are not provided by currently marketed therapies. As a result, they may provide significant competition
for any of our product candidates for which we obtain marketing approval.

If our lead product candidates are approved for the indications for which we are currently undertaking clinical trials,
they will compete with the therapies and currently marketed drugs discussed below.

Margetuximab. Irrespective of HER?2 status, metastatic breast cancers are often treated with cytotoxic chemotherapies
such as anthracyclines and taxanes, as well as capecitabine. Advanced and metastatic cancers are treated with
chemotherapy and radiation therapy. In addition, there are several approved therapies specifically indicated for the
treatment of early and advanced stage breast cancer and advanced gastroesophageal cancer that are HER2+, including
Herceptin, Kadcyla, Tykerb and Perjeta, and each of those drugs t