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Forward-Looking Statements

This Annual Report on Form 10-K contains certain forward-looking statements that involve risks and uncertainties.
These forward-looking statements reflect our current views with respect to, among other things, future events and our
financial performance. These statements are often, but not always, made through the use of words or phrases such as
“may,” “might,” “should,” “could,” “predict,” “potential,” “believe,” “expect,” “continue,” “will,” “anticipate,” “seek,” “estim:
“projection,” “would,” “annualized” and “outlook,” or the negative version of those words or other comparable words or
phrases of a future or forward-looking nature. These forward-looking statements are not historical facts, and are based
on current expectations, estimates and projections about our industry, management’s beliefs and certain assumptions
made by management, many of which, by their nature, are inherently uncertain and beyond our control. Accordingly,

we caution you that any such forward-looking statements are not guarantees of future performance and are subject to
risks, assumptions, estimates and uncertainties that are difficult to predict. Although we believe that the expectations
reflected in these forward-looking statements are reasonable as of the date made, actual results may prove to be
materially different from the results expressed or implied by the forward-looking statements.

LT3 LT3 29 ¢ EEINT3

A number of important factors could cause our actual results to differ materially from those indicated in these
forward-looking statements, including those factors identified in “Risk Factors” or “Management’s Discussion and
Analysis of Financial Condition and Results of Operations” or the following:

*  our expectations regarding the potential benefits, activity, effectiveness and safety of our product candidates
and therapeutics developed utilizing our Probody platform technology;

the initiation, timing, progress and results of our ongoing clinical trials, research and development programs,
preclinical studies, and Investigational New Drug application (“IND”), Clinical Trial Application, New Drug
Application (“NDA”), Biologics License Application (“BLA”) and other regulatory submissions;

the timing of the completion of our ongoing clinical trials and the timing and availability of clinical data from such
clinical trials;

our ability to identify and develop additional product candidates;

our dependence on collaborators for developing, obtaining regulatory approval for and commercializing product
candidates in the collaboration;

our or a collaborator’s ability to obtain and maintain regulatory approval of any of our product candidates;

our receipt and timing of any milestone payments or royalties under any research collaboration and license
agreements or arrangements;



Edgar Filing: CytomX Therapeutics, Inc. - Form 10-K

our expectations and beliefs regarding the evolution of the market for cancer therapies and development of the
immuno-oncology industry;

the rate and degree of market acceptance of any approved products candidates;

the commercialization of any approved product candidates;

our ability to establish and maintain collaborations and retain commercial rights for our product candidates in such
collaborations;

the implementation of our business model and strategic plans for our business, technologies and product candidates;

our estimates of our expenses, ongoing losses, future revenue and capital requirements;

our ability to obtain additional funds for our operations;

our or any collaborator’s ability to obtain and maintain intellectual property protection for our technologies and
product candidates and our ability to operate our business without infringing the intellectual property rights of others;

our reliance on third parties to conduct our preclinical studies or any future clinical trials;

our reliance on third-party supply and manufacturing partners to supply the materials and components for, and
manufacture, our research and development, preclinical and clinical trial product supplies;
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our ability to attract and retain qualified key management and technical personnel;
our ability to secure and maintain licenses of intellectual property to protect our technologies and product candidates;

our financial performance; and

developments relating to our competitors or our industry.
Any forward-looking statements in this Annual Report on Form 10-K reflect our current views with respect to future
events or to our future financial performance and involve known and unknown risks, uncertainties and other factors
that may cause our actual results, performance or achievements to be materially different from any future results,
performance or achievements expressed or implied by these forward-looking statements. Factors that may cause actual
results to differ materially from current expectations include, among other things, those listed under Part I, Item 1A.
Risk Factors and discussed elsewhere in this Annual Report on Form 10-K. Given these uncertainties, you should not
place undue reliance on these forward-looking statements. Except as required by law, we assume no obligation to
update or revise these forward-looking statements for any reason, even if new information becomes available in the
future.

This Annual Report on Form 10-K also contains estimates, projections and other information concerning our industry,

our business and the markets for certain drugs and therapeutic biologics, including data regarding the estimated size of

those markets, their projected growth rates and the incidence of certain medical conditions. Information that is based

on estimates, forecasts, projections or similar methodologies is inherently subject to uncertainties and actual events or
circumstances may differ materially from events and circumstances reflected in this information. Unless otherwise

expressly stated, we obtained these industry, business, market and other data from reports, research surveys, studies

and similar data prepared by third parties, industry, medical and general publications, government data and similar

sources. In some cases, we do not expressly refer to the sources from which these data are derived.

Except where the context otherwise requires, in this Annual Report on Form 10-K, “we,” “us,” “our” and the “Company” refer
to CytomX Therapeutics, Inc.

Trademarks
This Annual Report on Form 10-K includes trademarks, service marks and trade names owned by us or other

companies. All trademarks, service marks and trade names included in this Annual Report on Form 10-K are the
property of their respective owners.
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PART I

Item 1.Business
Overview

We are a clinical-stage, oncology-focused biopharmaceutical company with a vision of transforming lives with safer,
more effective therapies. We are pioneering a novel class of investigational antibody therapeutics, based on our
Probody™ technology platform, for the treatment of cancer. The Probody therapeutic approach is designed to more
specifically target antibody therapeutics to the tumor microenvironment and minimize drug activity in healthy tissue
and in circulation. We believe this approach has the potential to make meaningful enhancements to the combined
efficacy and safety profile of antibody therapeutics, known as the “therapeutic window” and also to enable new targeted
therapies. We believe that Probody therapeutics have the potential to create or widen the therapeutic window for
certain antibody therapeutics, allowing for the development of new approaches to the treatment of cancer. We are
utilizing our Probody Platform to develop a pipeline, shown below, of potential best-in-class immunotherapies against
clinically-validated targets and potential first-in-class therapeutics against novel, difficult to drug targets. Furthermore,
we believe the Probody therapeutic approach has the potential to enable safer, more effective combination therapy for
cancer.

CytomX pipeline of Probody Therapeutics

We believe there is a significant opportunity in localizing antibody therapeutics to the tumor microenvironment, and
therefore the market opportunity for Probody therapeutics could be large. Cancer is the second leading cause of
mortality in the United States and accounts for nearly one in every five deaths. Early cancer research and treatment
relied on relatively non-specific and highly toxic small molecule chemotherapies. Over the last twenty years, a new
paradigm of cancer treatment has emerged that is focused on more targeted therapies, including monoclonal antibody
modalities, which represent some of the most effective and top-selling therapies on the market today. In 2017, half of
the top 10 best-selling drugs on the market were monoclonal antibodies. More recently, immuno-oncology has
emerged as a promising new field of cancer therapy that aims to enhance anti-tumor immune responses by, for
example, overcoming suppressive mechanisms that cancer cells have developed to evade the immune system. In
addition, new classes of monoclonal antibody-based therapeutics have also reached the market. These new classes
include Antibody Drug Conjugates (“ADCs”), bispecific antibodies, and Chimeric Antigen Receptor (“CAR”) based
cellular therapies. We have demonstrated that our Probody therapeutic technology can be applied to many antibody
modalities, including antibodies against immuno-oncology targets, ADCs, and bispecific antibodies, and therefore we
believe that significant opportunities exist for CytomX to develop and capture market share with innovative
anti-cancer treatments.

Our most advanced product candidate is CX-072, a wholly owned Probody therapeutic targeting programmed cell
death ligand 1 (“PD-L1”), a clinically and commercially validated immuno-oncology target. In normal physiology,
PD-L1 plays a role in suppressing the immune system in healthy tissue, preventing autoimmunity. Tumors can co-opt
this inhibitory function by upregulating PD-L1 expression and evading anti-cancer immune surveillance. Inhibitors of
the PD-L1 pathway have therefore been designed and developed that restore anti-cancer immune surveillance and
such inhibitors have demonstrated anti-cancer activity in a wide variety of cancer types. Regulatory approval has been

9
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granted for PD-L1 inhibitors and/or programmed cell death 1 (“PD-1") inhibitors in a wide range of cancers, including
advanced melanoma, renal cell cancers, non-small cell lung cancer, and bladder cancers.
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While PD-L1 inhibitors have been shown to enhance anti-cancer immunity, systemic administration of inhibitors of
the PD-L1 pathway can result in impairment of normal immune tolerance of healthy tissues, and severe
immune-related toxicities can emerge. These toxicities can be particularly serious when PD-L1 inhibitors are
combined with other anti-cancer agents. Our PD-L1 Probody therapeutic, CX-072, is designed to uncouple the
anti-cancer activity of PD-L1 inhibitors from the associated autoimmune toxicities by inhibiting PD-L1 in the tumor
microenvironment with minimal engagement in healthy tissue. We are currently evaluating CX-072 in a Phase 1/2
study that we call PROCLAIM-CX-072. This study is designed to assess the safety, activity, and translational biology
of CX-072 as a single agent and in combination with other anticancer therapies. We disclosed initial clinical proof of
concept data on CX-072 at various oncology conferences in 2018. In February 2019, we disclosed additional clinical
safety and efficacy data on CX-072 at a Research and Development Day hosted by CytomX management (“CytomX
R&D Day”).

Our second most advanced product candidate is CX-2009, a wholly owned Probody Drug Conjugate (“PDC”) directed
against CD166, a novel drug target. Probody Drug Conjugates are CytomX-designed Probody therapeutic versions of
a class of drugs called Antibody ADCs, which are antibodies that have been conjugated to a small molecule cytotoxic
agent via a labile chemical linker. Several ADCs have been approved for the treatment of cancer in the United States
and elsewhere, including Kadcyla™, which targets HER2 positive metastatic breast cancer, and Adcetris™, which targets
CD30 in Classical Hodgkin Lymphoma. To avoid target-related toxicity, traditional ADCs have historically been
limited to targeting proteins that are expressed highly in tumors, but that are also absent or poorly expressed in healthy
tissues. Very few cancer-associated proteins have this desired profile. Because our Probody therapeutics are designed
to minimize binding of potent anti-cancer therapy to normal tissues, we believe we can address a new class of targets
with attractive molecular features that were previously unsuitable because of high expression on normal tissues.
CD166 is an example of this kind of target. CD166 is highly and homogenously expressed in multiple different tumors
types, which makes it an attractive target for a Probody drug conjugate therapeutic; however, the high expression of
CD166 on normal tissues makes this a difficult target to drug with a traditional ADC. CX-2009 is our Probody
therapeutic directed to CD166 and conjugated to a cytotoxic agent. CX-20009 is currently in the dose escalation portion
of a Phase 1/2 study that we call PROCLAIM-CX-2009. In February 2019, we disclosed initial clinical data on
CX-2009 at the CytomX R&D Day.

In addition to our wholly owned programs, we have entered into several strategic collaborations with leading
oncology-focused pharmaceutical companies, such as AbbVie Inc., through its subsidiary AbbVie Ireland Unlimited
Company (“AbbVie”), Amgen, Inc. (“Amgen”) and Bristol-Myers Squibb Company (“BMS”). The most advanced program
from our partnerships is a CTLA-4 Probody therapeutic which BMS is currently advancing through the dose

escalation phase of a Phase 1/2 clinical trial. We are also treating patients in PROCLAIM-CX-2029, a Phase 1/2

clinical study for CX-2029, a PDC targeting the highly expressed target, CD71 that we have partnered with AbbVie.

In October 2018, we filed an investigational new drug application (“IND”’) on CX-188, a wholly owned Probody
therapeutic targeting PD-1, a clinically and commercially validated anti-cancer target. The CX-188 IND was cleared
by the FDA in November 2018. Due to a recent program and portfolio prioritization, we have decided to indefinitely
postpone clinical trials for CX-188. We may elect to initiate clinical trials for CX-188 in the future.

We have also extended our Probody platform to the new and promising modality of T-cell engaging bispecific
antibodies (“TCBs”). TCBs are a highly potent therapeutic modality, designed to direct the activity of cytotoxic T-cells
to tumors. TCBs such as Blincyto®, a CD19-directed TCB commercialized by Amgen, have shown clinical activity in
hematologic malignancies, but development of TCBs for solid tumor indications is proving challenging. Due to their
high potency, TCBs can target normal tissues with low antigen expression, resulting in significant on-target, off-tumor
toxicity that can limit dosing to low levels. As a result, it has been difficult to reach the level of drug exposure

required for efficacy without excessive toxicity. We believe that the Probody platform is potentially capable of
localizing the activity of TCBs to the tumor microenvironment and avoid on-target, off-tumor toxicity. Our most

11
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advanced program in the TCB modality is an Epidermal Growth Factor Receptor-CD3 (“EGFR-CD3”) T-cell bispecific,
which is currently in lead optimization stage, and partnered with Amgen.

Our broad Probody therapeutic technology platform and lead product candidates are supported by more than a decade
of thorough scientific research and strong intellectual property. We are a leader in the emerging field of localizing
antibody therapeutics to the tumor microenvironment, as evidenced by our patent estate of approximately 100 issued
patents (some of which are co-owned with a third party) and 250 pending patent applications (some of which are
co-owned with a third party). We also have an exclusive license from University of California, Santa Barbara (“UCSB”)
to three patent families covering screening tools to identify masks and substrates.

4
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The successful development of our product candidates involves a lengthy and expensive process with an uncertain
outcome, and results of earlier studies and trials may not be predictive of future trial results. This is due to the
numerous risks and uncertainties associated with the development of product candidates. If our Probody therapeutic
technology and product candidates generally prove to be ineffective, unsafe or commercially unviable, it would have a
material and adverse effect on our business, financial condition, results of operations and prospects. See “Risk Factors”
for a discussion of the risks and uncertainties associated with our product candidates and our research and

development projects.

Our Corporate Strategy

We are utilizing our proprietary and differentiated Probody platform to develop a leading pipeline of novel, innovative
anti-cancer therapies to improve the lives of people with cancer and to build a long-term, multi-product, commercial
stage biotechnology company. We aim to achieve this goal by:

Applying the Probody platform to discover and develop potentially differentiated, best-in-class monoclonal
antibody-based cancer immunotherapies for which we believe we can make meaningful enhancements to the
therapeutic window. Our wholly owned PD-L1 Probody therapeutic (CX-072) and partnered CTLA-4 Probody
therapeutic (BMS 986249) are our most advanced programs in this class of targets.

Applying the Probody platform to discover and develop potentially first-in-class therapies against targets we believe
could have therapeutic benefits within oncology but have not yet been drugged because of broad expression in
healthy tissue. Our wholly owned CD-166 Probody Drug Conjugate (CX-2009) and partnered CD-71 Probody Drug
Conjugate (CX-2029) are our most advanced programs in this class of targets.

Applying our Probody platform to develop novel and improved combination therapies with the potential to improve
outcomes for cancer patients. For example, we are studying CX-072, our PD-L1 Probody therapeutic, in
combination with the CTLA-4 inhibitor, Yervoy® in our ongoing Phase 1/2 clinical trial.

Applying our Probody platform to enable new potent therapeutic antibody and cell therapy formats, thereby
positioning ourselves at the cutting edge of anti-cancer therapeutic research and development. For example, we are
collaborating on a Probody therapeutic version of an EGFR-CD3 T-cell engaging Probody bispecific with Amgen.

Partnering with leading biopharmaceutical companies to access capital, additional resources and expertise, as well as
increase the number of Probody therapeutic candidates being advanced into clinical trials. To date, we have formed
several strategic collaborations, including with AbbVie, Amgen, BMS, ImmunoGen Inc. (“ImmunoGen”) and others.

Accessing technologies or programs that can complement our Probody platform and our pipeline through licenses or
acquisitions. For example, in early 2019 we acquired certain linker-toxin and bispecific technologies from an
affiliate of Astellas Pharma, Inc. to complement our Probody platform.

Fostering a unique culture of execution, alignment and accountability centered around our vision, mission and values.

13
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Our Probody Platform

Localization of therapeutic antibody activity within disease tissue is of increasing interest in the biopharmaceutical
industry due to the desire to maximize the activity of antibody-based drugs whilst reducing their toxicities. At
CytomX, we call our approach to therapeutic antibody localization our Probody platform. A Probody therapeutic
consists of three components: an active anti-cancer antibody, a mask for the antibody, and a protease-cleavable linker
which connects the mask to the antibody. The mask is a peptide designed to disguise the active binding site of the
antibody to prevent the therapeutic from binding to the target present on healthy tissue. Probody therapeutics are
produced as a single protein by standard antibody production methodology. The following graphic depicts the three
components of a Probody therapeutic:

Depiction of the structure of a Probody therapeutic and a protease interacting with the Probody to cleave the linker
and activate the molecule

When a Probody therapeutic enters a tumor, it encounters proteases, which are enzymes that cleave proteins and have
increased activity in the tumor microenvironment. The proteases in the tumor cleave the linker, releasing the mask and
allowing the antibody to bind to the target on the tumor. The following graphic depicts the activation of a Probody
therapeutic by proteases:

Depiction of how a Probody therapeutic is designed to enter the tumor microenvironment (left), be activated by
protease cleavage to remove the mask (middle), thereby enabling the released antibody to bind to the tumor target
(right)

6
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Proteases play an essential role in many aspects of normal physiology, such as digestion of food in the gastrointestinal
tract, wound healing and metabolic function. However, uncontrolled protease activity can lead to destruction of
essential proteins and tissues. Therefore, proteases are normally very tightly regulated by multiple mechanisms, with
only small amounts of extracellular protease activity being detectable in healthy tissues. In contrast, it has been well
documented that proteases are not only present, but also activated, in virtually all types of tumors, playing a key role
in tumor growth, invasion and metastasis. Probody therapeutics are designed to be activated in this protease-rich
tumor microenvironment, but not in healthy tissue where proteases are under tight control as depicted in the figure
below:

Probody therapeutics are designed to remain masked and inactive in healthy tissue (right) but be unmasked and
activated in diseased tissue, such as in tumors (left)

Probody therapeutics are designed to limit toxicity that can arise from the binding of an antibody to a target in healthy
tissues while preserving biological activity in the tumor where it is desired. We and our partners have demonstrated
the applicability of our Probody platform across multiple monoclonal antibody modalities, including cancer
immunotherapy, ADCs, and T-cell-recruiting bispecifics.

We have designed protease-cleavable linkers so that several activated proteases within the tumor microenvironment
can cleave them. Using this approach, we believe Probody therapeutics can be cleaved and activated by at least one
protease across a large number of tumor types. This concept has been validated by the translational data that we have
generated from clinical studies for our CX-072 and CX-2009 programs, which suggests that Probody therapeutics are
sufficiently activated in the tumor microenvironment, and once activated, behave like the underlying parenteral
antibody. We have also presented initial clinical data for our CX-072 and CX-2009 programs that indicate that the
Probody therapeutic remains sufficiently masked, and therefore inert, in systemic circulation. These features of the
Probody platform, now validated with clinical data, suggest that we can potentially develop differentiated therapies
which can widen therapeutic window for validated targets such as PD-L1 and enable a therapeutic window for broadly
expressed targets such as CD166.

Key Advantages of Our Probody Platform
We believe that our Probody Platform provides the following key advantages:

A novel therapeutic antibody class enabled by our proprietary platform. We believe we have a differentiated
technology platform that gives us a substantial competitive advantage supported by more than a decade of research
and strong intellectual property.
Potential to improve the therapeutic window of antibody-based therapeutics. By engineering our therapeutics to
selectively activate in the tumor microenvironment, our Probody product candidates have the potential to improve
safety and tolerability.
Ability to combine more effectively with other therapies. We believe the therapeutic window and tumor specificity of
our candidates have potential to reduce the dose-limiting toxicities observed in combination therapies and thus enable
new combinations with other cancer therapies that are difficult or impossible to use.

7
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Applicability across many molecular targets. We believe that our technology addresses many different molecular
targets expressed by many different kinds of tumors—including targets that are difficult to address because they are
also expressed on healthy tissue—because Probody therapeutics are designed to have limited interaction with
non-cancerous tissues.
Versatility across antibody modalities. We believe that our technology can be applied to most antibody-based
therapies, including novel potent modalities like ADCs, T-cell-recruiting bispecific antibodies.

Our Lead Product Candidates

We are leveraging our Probody platform to build a leading pipeline of innovative and differentiated anti-cancer
therapies. We currently retain worldwide development and commercialization rights to our two most advanced
Probody therapeutics in the clinic, CX-072 and CX-2009. In addition, we have multiple partnered development
programs including BMS 986249, an anti-CTLA-4 Probody program with BMS, and CX-2029, an anti-CD71 PDC
program in collaboration with AbbVie.

CX-072 (PD-L1 Probody therapeutic)
Overview and Limitations of Existing Therapies

Our most advanced product candidate is CX-072, a wholly owned Probody therapeutic targeting PD-L1, a clinically

and commercially validated cancer target. The PD pathway consists principally of two targets: PD-1, which is

typically expressed on T-cells, and PD-L1, which is typically expressed on the tumor cells as well as on healthy tissue.
In healthy tissue, PD-1 and PD-L1 work together to negatively regulate immune response and maintain tolerance
between the immune system and healthy tissue. Tumors, however, upregulate PD-L1 to evade immune surveillance

by the host’s immune system. Therefore, development of antibodies against PD-1 and PD-L.1 have become a key focal
point in cancer drug development, with three PD-1 antibodies nivolumab (Opdivo™), pembrolizumab (Keytruda™), and
cemiplimab (Libtayo™) and three PD-L1 antibodies atezolizumab (Tecentriq™), durvalumab (Imfinzi™), and avelumab
(Bavencio™) approved as of February 2018, with many other PD pathway inhibitors in clinical development. In addition
to assessment as single agents, PD-1 and PD-L1 antibodies have been studied extensively as the centerpiece of

oncology combination therapies. According to the Cancer Research Institute, as of November 2017, there were in
excess of 1,000 combination studies ongoing with a PD-1 or PD-L1 therapeutic.

While inhibitors of the PD-L1 and/or PD-1 pathway offer the potential for clinical benefit in patients with a
wide-variety of cancer types, there are a number of risks imposed by administration of these agents. According to
U.S. Labels for Opdivo, Keytruda, Tecentriq, Bavencio, and Imfinzi, the most common side effects (defined as either
>15% or >20%, depending upon the agent) that were observed with commercially available anti-PD-L1 and anti-PD-1
agents include: fatigue, decreased appetite, nausea, vomiting, diarrhea, dyspnea, constipation, cough, musculoskeletal
pain, back pain, abdominal pain, arthralgia, urinary tract infection, upper respiratory tract infection, peripheral edema,
infusion-related reaction, rash, asthenia, pruritus, headache, and pyrexia.

Based on our analysis of publicly available data, we believe that while in general, the addition of second or third
combination partners to PD-L1 or PD-1 inhibitors can result in increased anti-cancer activity, there is often a
corresponding increase in the toxicity of these combinations. For example, according to the New England Journal of
Medicine, the most common adverse reactions (greater than or equal to 20%) in patients with melanoma receiving
nivolumab with ipilimumab were fatigue, rash, diarrhea, nausea, and pruritus. In some cases, administration of an
inhibitor of the PD-L1 pathway with another type of anti-cancer agent in combination have resulted in severe
toxicities that have prevented further development of the combination. In these cases, the toxicity levels caused by the
multiple agents in the periphery creates an unacceptable risk to patients, despite the potential for synergy of efficacy in
the tumor.
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We believe that a locally activated Probody therapeutic targeting PD-L1 has the potential to maintain the anti-tumor
activity of the PD pathway blockade whilst reducing the autoimmunity that results from blocking such pathway
systemically. As such, we believe that CX-072 has the potential to enable combination therapies that cannot be
appropriately dosed because of synergistic toxicity, and ultimately that CX-072 may have the potential to play an
important role in combination PD therapy. CX-072 may also ultimately prove to be a safer monotherapy than existing
PD inhibitors which could have specific applications in certain clinical settings.

CX-072 Pre-Clinical Data

CX-072 is derived from a CytomX discovered, phage-derived, fully human PD-L1 antibody that has high affinity
binding to PD-L1 according to a standard binding assay. Using our proprietary technology, we have developed a
Probody therapeutic that is effectively masked when active proteases are absent but can be specifically activated by
one of several tumor-associated proteases.
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We completed extensive preclinical testing comparing either CX-072 or a surrogate PD-L1 Probody therapeutic to its
antibody parent, the results of which are reflected in in the figure below:

4.

Comparison of PD-L1 Probody therapeutic versus antibody parent

In this experiment, CX-072 (shown in blue) demonstrated similar anti-tumor activity as its underlying antibody parent
in traditional mouse syngeneic tumor models (as illustrated in Figure A). In addition, CX-072 concentrated in the
tumor similarly to the parental antibody (as illustrated in Figure B). Figure C demonstrates the potential for CX-072 to
avoid the activation of systemic autoimmunity using the non-obese diabetic (“NOD”’) mouse model as an experimental
system. NOD mice are bred to develop spontaneous autoimmune diabetes, which is exacerbated by systemic
inhibition of the PD-1 pathway. As expected, a single dose of the PD-L1 antibody (shown in green) resulted in more
than half of the treated mice developing diabetes, while mice treated with the same dose of the Probody therapeutic
(shown in blue) remained diabetes free. As Figure D shows, the antibody saturated circulating, peripheral T-cells at a
low concentration, while binding of the Probody therapeutic was significantly reduced. The differentiated profile that
we observed in these preclinical data, along with the results of our GLP toxicity study, supported our decision to
advance CX-072 into clinical trials following the clearance of an IND application by the FDA.

Our PROCLAIM Clinical Trial Design and Umbrella Protocol

PROCLAIM (Probody Clinical Assessment In Man) is an international umbrella clinical program for Phase 1/2
evaluation of all Probody therapeutics whose development is sponsored by CytomX. PROCLAIM centers around a
core protocol that includes all of the common elements of a typical Phase 1/2 design without reference to an
experimental drug. Each PROCLAIM module supplements the core and focuses exclusively on Probody-specific
elements (e.g. background, guidance on patient selection and care). We refer to the CX-072 module as
PROCLAIM-CX-072.

9
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PROCLAIM-CX-072 Clinical Program

PROCLAIM-CX-072 is evaluating tolerability and preliminary antitumor activity of multiple doses of CX-072 as a
monotherapy or as a combination therapy with ipilimumab (BMS’ Yervoy) or vemurafenib (Roche’s Zelboraf) in
patients with advanced, unresectable solid tumors or lymphoma. The figure below describes the design and status, as
of February 2019, for PROCLAIM-CX-072.

Design of the PROCLAIM-CX-072 Phase 1/2 clinical trial
Monotherapy and Ipilumumab Combination Dose Escalation Clinical Data

Enrollment of Part A1, A2, and Part B of the PROCLAIM-CX-072 clinical study began in 2017. The primary goals
of Part A, A2, and B were to explore and validate the clinical performance and potential of the Probody as described
in the figure below, namely, to demonstrate that the Probody therapeutic:

1.Demonstrates anti-cancer activity in a range of tumor types

2.Results in an improved safety profile, particularly in combination with other anticancer agents
3.Is activated in the tumor tissue

4.1s masked in systemic circulation

Key elements of the Probody platform validated to date in PROCLAIM-CX-072

Initial clinical data from PROCLAIM-CX-072 were presented at the American Society of Clinical Oncology (“ASCO”),
the European Society of Medical Oncology (“ESMO”) and the Society for Inmunotherapy of Cancer (“SITC”) in 2018
and at the CytomX R&D Day in 2019. Part A enrolled patients who were PD agent naive and were either ineligible to
receive or did not have access to PD-1 or PD-L1 agents for their disease. We did not pre-select patients based on their
PD-L1 status in this arm. As such, we enrolled a broad range of tumor types in Part A, including patients with tumors
that were not necessarily expected to respond to PD-L1 therapy. Part A2 of the clinical trial also enrolled patients

with a broad range of cancer types, with enrollment restricted to those patients whose tumors are PD-L.1 positive

based on the commercially available DAKO assay. As with Part A, the tumor types enrolled into Part A2 were not
necessarily expected to respond to CX-072. Part A2 also required mandatory collection of tumor biopsies from
patients which were analyzed as part of our translational program. Part B was designed to evaluate CX-072 in
combination with ipilumumab, a CTLA-4 antibody commercialized by BMS. Part C was designed to evaluate
CX-072 in combination vemurafenib, a BRAF inhibitor commercialized by Roche. We aim to present preliminary
data from Part C in 2019.

10
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Anti-Cancer Activity — Results of Dose Escalation

Preliminary monotherapy dose escalation data, shown in the figure below, describes the activity of CX-072 as a single
agent. This waterfall plot, presented at ESMO and developed with an August 3, 2018 data cut, shows that among 38
evaluable patients who received CX-072, objective responses by Response Evaluation Criteria in Solid Tumors
(“RECIST”) version 1.1 were observed in 3 (8%) patients, all treated at doses greater than or equal to 3 mg/kg: PD-L1
negative triple negative breast cancer (confirmed partial response (cPR); 10 mg/kg), thymic cancer (unconfirmed
partial response (“uPR”); 3 mg/kg), and cervical cancer (uPR; 10 mg/kg). Stable disease was observed in 15 (39%)
patients for an overall disease control rate of 47%. For the 18 patients who received CX-072 doses greater than or
equal to 3 mg/kg, objective responses were observed in 3 of 18 patients (17%) and the disease control rate was 61%.
Decreased target lesions were observed in 14 of 37 patients (38%) of all evaluable patients with measurable disease at
baseline and in 10 of 17 patients (59%) of the subset of patients who received doses greater than or equal to 3 mg/kg
of CX-072.

Waterfall Plot from PROCLAIM-CX-072 (Data Cut-off August 37 2018)

At the CytomX R&D Day in February 2019, we presented follow-up data from the dose escalation, focusing on doses
greater than or equal to 3 mg/kg in the dose escalation study as of a February 6, 2019 data cut, as shown below. Of 24
efficacy evaluable patients treated with doses greater than or equal to 3mg/kg of CX-072, 4/24 (17%) objective
responses were observed, including 1 confirmed partial response, 2 unconfirmed partial responses in patients who are
no longer on study and 1 unconfirmed partial response in a patient whose confirmation scan is pending. Additionally,
12 (50%) patients demonstrated tumor shrinkage or no change. From these results, we can conclude that CX-072 has
anti-cancer activity.

Waterfall Plot from PROCLAIM-CX-072 at doses = 3 mg/kg (Data Cut-off February 6, 2019)

Following thorough analysis of data from Parts A and A2, we selected 10 mg/kg as the dose for initial Part D cohort
expansion studies, which we initiated in 2018. This dose was chosen because:

We observed anti-cancer activity at and below 10 mg/kg in our dose escalation studies
The 10 mg/kg dose of CX-072 has a favorable safety profile (described below)
11
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Iranslational data suggests that, at this dose, more than 98% of PD-L1 receptor in the tumor is occupied by CX-072
All patients treated at the 10 mg/kg dose achieved and maintained targeted drug exposure. Moreover, satisfactory
drug exposure was achieved regardless of whether patients showed evidence of anti-drug antibodies (observed in 8 of
13 patients as of December 2018)

Part B of PROCLAIM-CX-072 was designed to assess the combination of CX-072 with ipilimumab dosed at its full
labeled dose (3 mg/kg every 3 weeks for four cycles). We have also explored higher doses of ipilimumab in Part B.

Preliminary clinical data from Part B of PROCLAIM-CX-072 is shown in the figure below. As of the February 6,
2019 data cutoff for CytomX R&D Day, of 19 patients evaluable for efficacy, four (21%) patients experienced
confirmed objective responses. Three of the four confirmed responses remained on drug as of the data cutoff,
including 1 confirmed complete response (82 weeks) and 2 confirmed partial responses (59 and 64 weeks).

Duration of Response in Patients Treated with CX-072 + ipilimumab

12
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Anticancer Activity — Preliminary Results of Monotherapy Cohort Expansions

In 2018, we initiated monotherapy cohort expansions studies (Part D of PROCLAIM-CX-072) in eight distinct cancer
types: undifferentiated pleiomorphic sarcoma, thymic epithelial cancer, triple negative breast cancer (TNBC), anal
squamous cell cancer (SCC), cutaneous squamous cell cancer (cSCC), Merkel cell tumor, small bowel carcinoma and
cancers with high tumor mutational burden. At the CytomX R&D Day in February 2019, we presented initial clinical
data in the four of those eight indications: cSCC, TNBC, SCC and UPS. As the waterfall below shows, preliminary
data from 34 efficacy evaluable patients showed a preliminary pattern of anti-cancer activity generally consistent with
historical data for other PD inhibitors.

Percent Change from Baseline in Sum of Target Lesion Measurements, by Cancer Classification in Part D. + denotes
PD-L1 positive, defined as tumor proportion score 21% of membranous staining based on DAKO PD-L1 IHC 22C3
pharmDx

Improved Safety Profile

Of 50 patients evaluable for safety in the four cancers (TNBC, UPS, Anal SCC, cSCC) tested as of the data cutoff date
for Part D, CX-072 as monotherapy was generally well tolerated, with 21 (42.0%) patients experiencing a Grade 3/4
treatment-emergent adverse event (TEAE), 2 (4%) patients experiencing a Grade 3/4 treatment-related adverse events
(TRAE), 2 (4%) patients experiencing a Grade 3/4 immune-related adverse events (irAE) and no discontinuation for
treatment-related toxicity. These data compare favorably to historical controls where the rate of Grade 3/4 TRAEs in
patients receiving PD-pathway inhibitors and TRAESs leading to discontinuation are 15% and 8%, respectively.

Combining a PD pathway inhibitor with another anti-cancer agent often results in significantly greater toxicity than
monotherapy alone. One example of such synergistic toxicity is the combination of nivolumab (a PD-1 inhibitor
marketed by Bristol Myers Squibb as Opdivo) and ipilimumab. According to data reported in the New England
Journal of Medicine (Larkin et al., NEJM, July 2015), combination of nivolumab at 1 mg/kg and ipilimumab at
3mg/kg resulted in Grade 3/4 TRAEs in 55% of the patients treated and drug discontinuations in 36% of the patients
treated.

In Part B of PROCLAIM-CX-072, we tested doses of CX-072 from 0.3 mg/kg to 10 mg/kg with a combination of
ipilimumab at 3 mg/kg. The maximum tolerated dose (MTD) was defined as the combination of 3 mg/kg of
ipilimumab and 10 mg/kg of CX-072. Of the 27 patients treated with CX-072 in combination with ipilimumab, all
with the full ipilimumab dose of 3 mg/kg or above, the combination was generally well tolerated. As of the February
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6, 2019 data cutoff, 14 (51.9%) patients reported a Grade 3/4 TEAE and 7 (26%) patients reported a Grade 3/4 TRAE.
No patients experienced a Grade 3/4 irAE in the 3 mg/kg ipilimumab plus 10 mg/kg of CX-072 arm. These data
generally compare favorably with historical controls described above.
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Activation of CX-072 in Tumor Tissue

The efficacy of CX-072 described above suggests that the molecule is active in the tumor microenvironment. To
further explore the activation of CX-072 in patient tumors, we developed several proprietary assays to measure
Probody mask removal in the tumor. Biopsies were obtained from a subset of PROCLAIM-CX-072 patients during
screening at either 3-5 days after the first dose or after 4-6 weeks of CX-072 therapy. The presence of protease
activity, CX-072 cleavage and activation, and measures of biological activity were assessed within tumors.

Results showed that protease activity was detected in the majority of patient biopsy samples (15 of 18 (83%)). Further,
CX-072 was cleaved and activated within tumors, with the total amount of activated CX-072 increasing with

dose. Doses of = 3 mg/kg of CX-072 were estimated to achieve = 98% PD-L1 target occupancy in patient tumors and
attained concentrations that are associated with efficacy in a preclinical model. 7 of 12 evaluable patient biopsies
showed an increase in tumor infiltration of CD8+ T cells, consistent with the inhibition of the PD-1/PD-L1 signaling
pathway.

Stability of CX-072 in Systemic Circulation

Probody therapeutics are designed to be masked and therefore inert outside of the tumor microenvironment. Through
proprietary assays that CytomX have developed, we are able to measure the proportion of Probody that is intact and
therefore masked in systemic circulation. Results from a preliminary single-dose pharmacokinetic analysis of
single-agent CX-072 suggest that, as designed, CX-072 circulates predominantly as the intact masked prodrug across
all dose levels (for example, 96% intact at 30 mg/kg). Further, CX-072 is only minimally influenced by target
mediated drug disposition at low doses, suggesting that masking is effective in blocking interaction with PD-L1 in the
periphery.

Taken together, the clinical data for CX-072 available as of February 6, 2019 support the Probody therapeutic
hypothesis and underscore that Probody therapeutics may have a unique molecular and clinical pharmacology that has
the potential to translate into significant benefits for cancer patients.

CX-2009 (CD166 Probody Drug Conjugate) Program

Our second most advanced product candidate is CX-2009, a wholly owned Probody Drug Conjugate directed against
CD166, a novel and difficult to drug target. Probody Drug Conjugates are unique, CytomX-designed Probody
therapeutic versions of a class of drugs called Antibody Drug Conjugates (ADCs), which are antibodies that have been
conjugated to a small molecule cytotoxic agent via a labile chemical linker. Several ADCs have been approved for

the treatment of cancer in the United States and elsewhere, including Kadcyla™, which targets HER2 positive metastatic
breast cancer, and Adcetris™, which targets CD30 in Classical Hodgkin Lymphoma. To avoid target-related toxicity,
traditional ADCs have historically been limited to targeting proteins that are expressed highly in tumors, but that are
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also absent or poorly expressed in healthy tissues. Very few cancer-associated proteins have this desired

profile. Because our Probody therapeutics are designed to minimize binding of potent anti-cancer therapy to normal
tissues, we believe we can address a new class of targets with attractive features that were previously unsuitable
because of expression on normal tissues. We have a broad research program at CytomX aimed at discovering and
validating this new class of targets and CD166 is the first such target for which we advanced a PDC product candidate
into clinical trials. CD166 is highly and homogenously expressed in multiple different tumors types, which makes it
an attractive target for a Probody drug conjugate therapeutic; however, the high expression of CD166 on normal
tissues makes this a difficult target to drug with a traditional ADC. CX-2009 is our Probody therapeutic directed to
CD166 and conjugated to a cytotoxic agent. CX-2009 is currently in the dose escalation portion of a Phase 1/2 study
that we call PROCLAIM-CX-2009.

14
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CX-2009 Pre-Clinical Data

CX-2009 is derived from a CytomX discovered and humanized CD166 antibody that exhibits high affinity binding to
CD166. Using our proprietary technology, we used this antibody to engineer a Probody therapeutic targeting CD166
that is designed to be masked when active proteases are absent but can be specifically activated by any one of several
different tumor-associated proteases. Furthermore, through our license with InmunoGen, we have gained access to
the potent microtubule inhibiting payload DM4 which we conjugated to the anti-CD166 Probody, resulting in
CX-2009; a Probody Drug Conjugate designed to bind to CD166 specifically in the tumor microenvironment.

We have completed multiple preclinical efficacy studies for CX-2009 and demonstrated tumor regressions at doses
that we believed may be achievable in clinical trials. Preclinical efficacy data along with immunohistochemical
staining (IHC) that demonstrates high expression of CD166 in these tumors, is shown in the figures below. In these
figures, tumor growth curves are shown in mice-bearing HCC1806 xenograft tumors (triple negative breast cancer),
H292 xenograft tumors (lung cancer), or an Ovarian patient-derived tumor model. Mice treated with CX-2009
(squares) are compared to either a control without treatment (circles) or an ADC to CD166 (triangles). The figures
indicate that CX-2009 led to greater tumor growth regression than control, and similar tumor growth regression as the
ADC.

Examples of pre-clinical anti-tumor activity of a CD166-directed ADC (red) and CX-2009 (blue) in mouse models

Doses of CX-2009 up to 15 mg/kg were tested in non-human primate toxicology studies. The findings were
consistent with the off-target, non-specific toxicity typically seen with other DM4-based ADCs that target other
proteins. CX-2009 was advanced into human clinical trials on the basis of the anti-tumor activity and safety and
tolerability observed in these preclinical studies and the clearance of an IND application by the FDA.

PROCLAIM-CX-2009 Clinical Program

PROCLAIM CX-2009 is an ongoing Phase 1/2 clinical trial evaluating the tolerability and preliminary antitumor
activity of CX-2009 as a monotherapy, which we initiated in June 2017. We are focusing this study in seven tumor
types that have high CD166 expression: breast carcinoma, castration-resistant prostate carcinoma,
cholangiocarcinoma, endometrial carcinoma, epithelial ovarian carcinoma, head and neck squamous cell carcinoma
and non-small cell lung carcinoma. The figure below describes the design and status of PROCLAIM-CX-2009.

Design and status of PROCLAIM-CX-2009 Phase 1/2 clinical trial

CX-2009 Target Levels in Cancer Patients

As part of our patient screening in PROCLAIM-CX-2009, we are evaluating the expression of CX-2009 across cancer
patients. Of the 250 patients screened as of January 28, 2019, 167 had tumor biopsies where at least 50% of the
biopsied cells expressed 3+ membrane expression of CD166, validating the high and homogenous expression of the

target in cancer patients.
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Initial Clinical Results

As of the February 6th, 2019 data cutoff for the CytomX R&D day, 76 patients were treated at doses ranging from
0.25 to 10 mg/kg of CX-2009 every 3 weeks. Preliminary data from 46 efficacy evaluable patients demonstrated
evidence of anti-cancer activity observed at doses of greater than or equal to 4 mg/kg. Tumor shrinkage was observed
in 16 (34.8%) patients in multiple tumor types with 5 unconfirmed partial responses (2 each in ovarian and breast
cancers and one in head and neck cancer). Of note, comparable levels of anti-cancer activity was observed in patients
who were PD-pathway inhibitor naive or resistant, respectively. The graph below shows the activity of CX-2009 at
doses of 4 mg/kg and higher.

CX-2009 was generally well tolerated and the MTD was not reached. As of the February 6, 2019 data cut off, with 47
(61.8%) patients experiencing a Grade 3/4 TEAEs and 23 (30.3%) patients experienced a Grade 3/4 TRAE. The most
common adverse event observed was ocular toxicity, an anticipated toxicity associated with the DM4 payload. Other
Grade 3/4 TRAE:s included liver function test abnormalities, gastrointestinal disorders and nervous system disorders.
Dose optimization is underway to further to inform dose selection. Ocular toxicity prophylaxis has been introduced to
this dose optimization phase.

Collaboration Product Candidates in the Clinic
We are actively developing additional Probody therapeutics in the clinic in collaboration with other companies.
BMS-986249, a CTLA-4 Probody Therapeutic in Collaboration with BMS

As part of our strategic oncology collaboration, BMS has advanced BMS-986249, a CTLA-4 Probody therapeutic,
into a Phase 1/2 clinical trial. CTLA-4 is an immune checkpoint protein involved in regulating T-cell activation. BMS
is currently marketing a CTLA-4 monoclonal antibody, Yervoy®, that has been approved for the treatment of
unresectable or metastatic melanoma. CTLA-4 antibodies have been shown to lead to T-cell activation towards tumor
antigens, which is the basis for its anti-tumor effect, and towards self-antigens, which may be the basis for the
autoimmune toxicities associated with CTLA-4 antibodies therapies. The FDA approval for ipilimumab has a black
box warning about potential severe and fatal immune-related adverse events. We believe that our CTLA-4 Probody
therapeutic may be able to effectively localize the CTLA-4 antibody activity to the tumor microenvironment, thereby
limiting systemic toxicities normally seen with Yervoy. We believe that BMS is the optimal strategic partner for our
CTLA-4 Probody therapeutic given their expertise in cancer immunotherapy and their success with Yervoy.

At various scientific congresses in 2017 and 2018, BMS presented pre-clinical efficacy and safety data on
BMS-986249. For example, at the 2018 Keystone Drugs as Antibodies Conference, BMS scientists presented
preclinical efficacy data that showed that BMS-986249 demonstrates comparable anti-tumor activity to ipilumumab in
preclinical models. At the Society of Immunotherapy of Cancer meeting in 2017, BMS scientists presented
preclinical data that showed that cynomologous monkeys treated with BMS-986249 demonstrated reduced peripheral
T-cell activation compared to ipilumumab.
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In addition, BMS scientists presented data on the toxicity profile BMS-986249 and ipilumumab at the
AACR-EORTC-NCI meeting in 2017. BMS scientists concluded that the highest non-severely toxic dose (“HNSTD”) of
BMS-986249 was 50 mg/kg, while the HNSTD of ipilumumab was determined to be 10 mg/kg. The efficacy data,

along with the peripheral T-cell activation data and the widened safety window suggests that BMS-986249 has the
potential to widen the therapeutic window of ipilumumab. BMS-986249 is currently in a Phase 1/2 clinical study that

is being conducted by BMS.
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CX-2029, a CD71 Probody Drug Conjugate in Collaboration with AbbVie

We are collaborating with AbbVie on the development of CX-2029, a CD71 Probody Drug Conjugate
(“CD71-PDC”). CD71, also known as transferrin receptor 1 (“TfR1”), is a protein that is essential for iron uptake in
dividing cells, is highly expressed in a number of solid and hematologic cancers and has attractive molecular
properties for efficient delivery of cytotoxic payloads to tumor cells. The combination of high expression in tumors
and ubiquitous expression in normal tissues makes CD71 a difficult target for conventional ADCs, but potentially a
good candidate for development of PDCs.

In preclinical efficacy models, we have demonstrated that CX-2029 is highly efficacious in many cell line and
patient-derived xenograft models that represent many different cancer types. In our pre-clinical assessment of
CD71-PDCs, we assessed activity in 42 pre-clinical models. We observed tumor regression or stasis in 30 of 42
models (71%) and tumor growth inhibition in 10 of 42 models (24%), demonstrating a wide-ranging pre-clinical
anti-tumor activity profile for CD71-PDCs

We have also compared the toxicity profile of a CD71 Antibody Drug Conjugate (“CD71-ADC”) to a CD71-PDC. As
the figure below shows, a single dose of the CD71-ADC resulted in a significant decrease in the number of
neutrophils, a type of infection-fighting cell, in the blood in cynomologus monkeys (squares), while the CD71-PDC at
the same dose did not (triangles).

Neutrophil counts in monkeys treated with CD71 ADC or PDC

Taken together, we believe that CX-2029 has the potential to create a therapeutic window for a CD71 targeting
therapeutic. CX-2029 is currently being studied in a Phase 1/2 clinical trial (PROCLAIM-CX-2029) that is being
conducted by CytomX.

Preclinical Product Candidates

We are actively pursuing the application of our Probody platform technology to multiple other product candidates.
These include other product candidates directed against other immunotherapy targets, additional first-in-class PDC
product candidates, and T-Cell Engaging bispecific product candidates. Below are selected examples of product
candidates that we are pursuing.

CX-188, PD-1 Probody Therapeutic

We have advanced CX-188, our wholly-owned PD-1 Probody therapeutic to the clinical stage. PD-1 is the receptor
for the PD-L1 ligand responsible for inhibiting T-cell activation. It is the target for various immuno-oncology
products, including nivolumab (Opdivo) and pembrolizumab (Keytruda). As with PD-L1, inhibiting PD-1 elicits
T-cell anti-tumor responses in a variety of different cancers, and also induces systemic autoimmunity and toxicity. In
2018 we filed an IND for CX-188 and the IND was cleared by the FDA in November 2018. We have decided to
indefinitely postpone clinical trials for CX-188 due to program and portfolio prioritization. We may elect in the future
to initiate clinical trials for CX-188.

Probody T-Cell Engaging Bispecific Platform
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We believe that our Probody platform can be applied to T-cell engaging bispecific antibodies (“TCBs”). TCBs are a
highly potent therapeutic modality, designed to direct the activity of cytotoxic T-cells to tumors. TCBs such as
Blincyto, a CD19-directed TCB commercialized by Amgen, have shown clinical activity in hematologic
malignancies, but development of TCBs for solid tumor indications is proving challenging. Due to their high potency,
TCBs can target normal tissues with low antigen expression, resulting in significant on-target, off-tumor toxicity that
can limit dosing to low levels. As a result, it has been difficult to reach the level of drug exposure required for efficacy
without excessive toxicity. Therefore, novel methods are needed to enable the potent anti-tumor activity of TCBs
while limiting toxicity due to cytokine release and the resulting damage to healthy tissues.
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Our most advanced asset in this modality is a T cell-engaging Bispecific Probody therapeutic (“Pb-TCB”) targeting
EGFR and CD3. In in vitro preclinical studies, we have demonstrated that the unmasked EGFR-CD3 TCB (diamonds)
can exhibit potent dose-dependent tumor cell killing, while the masked EGFR-CD3 Pb-TCB (filled squares) reduced
cytotoxicity by more than 100,000-fold, as shown in the figure below. A TCB which does not bind EGFR (open
squares) does not kill tumor cells, demonstrating that the activity of the TCB is target dependent.

Cytotoxicity of HT-29 tumor cells induced by unmasked, active EGFR-CD?3 bispecific antibody (red) and by masked
EGFR-CD3 bispecific Probody therapeutic (blue). An inactive control is shown in blue squares

However, in established tumor models, we have demonstrated that Pb-TCBs can induce tumor regressions. As the
figure below shows, in the HT29 xenograft model, the Pb-TCB at 0.5 mg/kg (open squares) demonstrated significant
anti-tumor activity, and at 1.5 mg/kg (closed squares) was able to induce complete tumor regression. A control treated
with inactive PBS buffer (“PBS”) is also shown (circles).

Example of pre-clinical anti-tumor activity of a Probody TCB at 2 different doses (microgram/kg) in a mouse model,
compared to vehicle control (PBS, black). Asterisks indicate statistical significance compared to control.
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In nonhuman primates, the EGFR-CD3 Pb-TCB has a significantly higher maximum tolerated dose than the
unmasked TCB. Cynomologus monkeys were able to tolerate a dose of 4,000 microgram/kg of the Pb-TCB, while the
maximum tolerated dose of the unmasked TCB was 60 microgram/kg. Furthermore, as shown in the figure below, the
tolerated exposure of the Pb-TCB (blue symbols) was greater than 10,000-fold higher than that of the unmasked TCB
(red symbols).

Concentration in plasma over time of 60 or 180 micrograms/kg single dose of an unmasked, active EGFR-CD3 TCB
(red) and of 2000 micrograms/kg as a single dose of a masked EGFR-CD3 Probody therapeutic TCB (blue).

Taken together, we believe our Probody Platform has the potential to enable the development of T-cell engaging
bispecific therapeutics against broadly expressed targets such as EGFR. Our EGFR-CD3 Pb-TCB program is
partnered with Amgen, and as of February 2019, is in the pre-clinical lead optimization stage.

Our Collaborations

We believe that the Probody platform has broad applicability across a number of targets and antibody formats. We
have leveraged strategic partnering to (a) extend the reach of our therapeutic opportunity and (b) bring in significant
non-dilutive capital into the Company. Since 2013, we have entered into collaborations with AbbVie, Amgen, BMS
and ImmunoGen, among others, to enable development of certain Probody therapeutics. In constructing each of these
collaborations, our primary objectives were to collaborate with leading biopharmaceutical players to validate the
potential of Probody therapeutics, to gain meaningful near-term funding and/or technology access to enable
advancement of CytomX’s wholly owned Probody therapeutics pipeline, broaden the number of Probody therapeutics
that ultimately reach the clinic, and to retain significant milestones, royalties, and in some cases product rights, for
long term upside.

AbbVie Ireland Unlimited Company

In April 2016, we entered into two agreements with AbbVie, a CD71 Co-Development and Licensing Agreement (the
“CD71 Agreement”) and a Discovery Collaboration and Licensing Agreement (the “Discovery Agreement” and together
with the CD71 Agreement the “AbbVie Agreements”). Under the terms of the CD71 Agreement, we and AbbVie are
co-developing CX-2029, a Probody Drug Conjugate (“PDC”) against CD71, and we are responsible for pre-clinical and
early clinical development. AbbVie will be responsible for later development and commercialization, with global
late-stage development costs shared between the two companies. We will assume 35% of the net profits or net losses
related to later development unless we opt-out. If we opt-out from participation of co-development of CX-2029,

AbbVie will have sole right and responsibility for the further development, manufacturing and commercialization of
such CX-2029.

Under the CD71 Agreement, we received an upfront payment of $20.0 million in April 2016, and we are eligible to
receive up to $470.0 million in development, regulatory and commercial milestone payments and royalties on ex-US
sales in the high teens to low twenties if we participate in the co-development of the CX-2029 subject to a reduction in
such royalties if we opt-out from the co-development of the CD71 PDC. Our share of later stage co-development costs
for CX-2029 is capped, provided that AbbVie may offset our co-development cost above the capped amounts from
future payments such as milestone payments and royalties.

Under the terms of the Discovery Agreement, AbbVie receives exclusive worldwide rights to develop and
commercialize PDC against up to two targets, one of which was selected in March 2017. We shall perform research
services to discover the Probody therapeutics and create PDCs for the nominated collaboration targets. From that
point, AbbVie shall have sole right and responsibility for development and commercialization of products comprising
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or containing such PDCs (“Discovery Licensed Products”).
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Under the Discovery Agreement, we received an upfront payment of $10.0 million in April 2016 and may receive an
additional payment upon the selection by AbbVie of the second target and the satisfaction of certain performance
conditions under the CD71 Agreement. AbbVie has not selected the second target, but the performance conditions
under the CD71 Agreement were met in September 2016. We are also eligible to receive up to $275.0 million in target
nomination, development, regulatory and commercial milestone payments and royalties in the high single to low teens
from commercial sales of any resulting PDCs.

Amgen, Inc.

In September 2017, we entered into a Collaboration and License Agreement (the “Amgen Agreement”) with Amgen.
Pursuant to the Amgen Agreement, we received an upfront payment of $40.0 million in October 2017. Concurrent
with the entry into the Amgen Agreement, Amgen purchased 1,156,069 shares of our common stock for $20.0
million.

Under the terms of the Amgen Agreement, we and Amgen are co-developing a Probody T-cell engaging bi-specific
therapeutic targeting EGFR (“EGFR Products”). We are responsible for early-stage development of EGFR Products and
all related costs (up to certain pre-set costs and certain limits based on clinical study size). Amgen will be responsible
for late-stage development, commercialization, and all related costs of EGFR Products. Following early-stage
development, we will have the right to elect to participate financially in the global co-development of EGFR Products
with Amgen, during which we would bear certain of the worldwide development costs for EGFR Products and Amgen
would bear the rest of such costs (the “EGFR Co-Development Option”). If we exercise our EGFR Co-Development
Option, we will share in somewhat less than 50% of the profit and losses from sales of such EGFR Products in the
U.S., subject to certain caps, offsets, and deferrals. If we choose not to exercise our EGFR Co-Development Option,
we will not bear any costs of later stage development. We are eligible to receive up to $455.0 million in development,
regulatory, and commercial milestone payments for EGFR Products, and royalties in the low-double digit to mid-teen
percentage of worldwide commercial sales, provided that if we exercise our EGFR Co-Development option, we shall
only receive royalties in the low-double digit to mid-teen percentage of commercial sales outside of the United States.

Amgen also has the right to select a total of up to three targets, including the two additional targets discussed below.
We and Amgen will collaborate in the research and development of Probody T-cell engaging bi-specifics products
directed against such targets. Amgen has selected one such target (the “Amgen Other Product”). If Amgen exercises its
option within a specified period of time, it can select two such additional targets (the “Amgen Option Products” and,
together with the Amgen Other Product, the “Amgen Products”). Except with respect to preclinical activities to be
conducted by us, Amgen will be responsible, at its expense, for the development, manufacture, and commercialization
of all Amgen Products. If Amgen exercises all of its options and advances all three of the Amgen Products, we are
eligible to receive up to $950.0 million in upfront, development, regulatory, and commercial milestones and tiered
high single-digit to low-teen percentage royalties.

We have the option to select, from programs specified in the Amgen Agreement, an existing pre-clinical stage T-cell
engaging bispecific product from the Amgen pre-clinical pipeline. We will be responsible, at our expense, for
converting this program to a Probody T-cell engaging bispecific product, and thereafter, be responsible for
development, manufacturing, and commercialization of the product (“CytomX Product”). Amgen is eligible to receive
up to $203.0 million in development, regulatory, and commercial milestone payments for the CytomX Product, and
tiered mid-single digit to low double-digit percentage royalties.

Bristol-Myers Squibb Company

In May 2014, we and BMS entered into a Collaboration and License Agreement (the “BMS Agreement”) to discover
and develop compounds for use in human therapeutics aimed at multiple immuno-oncology targets using our Probody
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therapeutic technology.

Under the terms of the BMS Agreement, we granted BMS exclusive worldwide rights to develop and commercialize
Probody therapeutics for up to four oncology targets, two of which were selected upon the execution of the BMS
Agreement. Pursuant to the BMS Agreement, we received an upfront payment of $50.0 million and were initially
entitled to receive contingent payments of up to an aggregate of $1,217.0 million in development, regulatory and
commercial milestone payments, which can be reduced by any such payments received or by any termination of
targets being pursued. We are entitled to royalty payments in the mid-single digit to low double digits percentage from
potential future sales. We also receive research and development service fees. BMS has terminated certain targets
from the BMS Agreement, as described below.

In January 2016, BMS selected the third target pursuant to the BMS Agreement and paid us $10.0 million. In
December 2016, BMS selected the fourth and its final target pursuant to the BMS Agreement and paid us $15.0
million. In December 2016, BMS selected BMS-986249, a CTLA-4 Probody therapeutic, as a clinical candidate
pursuant to the BMS Agreement, which triggered a $2.0 million pre-clinical milestone payment to us. In November
2017, BMS received acceptance of the IND for BMS-986249 from the FDA, which triggered a $10.0 million
milestone payment to us.
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In March 2017, we and BMS entered into Amendment Number 1 to Extend Collaboration and License Agreement
(the “Amendment”). The Amendment grants BMS exclusive worldwide rights to develop and commercialize Probody
therapeutics for up to six additional oncology targets and two non-oncology targets.

Under the terms of the Amendment, we will continue to collaborate with BMS to discover and conduct preclinical
development of Probody therapeutics against targets selected by BMS.

Pursuant to the Amendment, we received an upfront payment of $200.0 million and we will be eligible to receive up
to an aggregate of $3,586.0 million as follows: (i) up to $116.0 million in development milestone payments per target
or up to $928.0 million if the maximum of eight targets are selected for the first product modality; (ii) up to $124.0
million in milestone payments for the first commercial sale in various territories for up to three indications per target
program or up to $992.0 million if the maximum of eight targets are selected for the first product modality; (iii) up to
$60.0 million in sales milestone payments per target or up to $480.0 million if maximum of eight targets are selected
for the first product modality; and (iv) up to $56.3 million in development milestone payments or up to $450.0 million
if the maximum of eight targets are selected for the second product modality; (v) up to $62.0 million in milestone
payments for the first commercial sale in various territories for up to three indications per target program or up to
$496.0 million if the maximum of eight targets are selected for the second product modality; (iii) up to $30.0 million
in sales milestone payments per target or up to $240.0 million if maximum of eight targets are selected for the second
product modality. We are also entitled to tiered mid-single to low double-digit percentage royalties from potential
future sales.

In January 2019, BMS provided us notification of termination of three of the targets in the BMS Agreement. We are
still in the process of evaluating the related financial impact. The termination of these targets does not affect
BMS-986249, which, as of February 2019, continues to be explored in a Phase 1/2 clinical study that is being
conducted by BMS. The termination of these targets also does not affect the Amendment, which remains in full force
and effect.

ImmunoGen, Inc.

In January 2014, CytomX and ImmunoGen entered into the Research Collaboration Agreement (the “ImmunoGen
Research Agreement”). The ImmunoGen Research Agreement provides us with the right to use ImmunoGen’s ADC
technology in combination with our Probody therapeutic technology to create a PDC directed at one specified target
under a research license, and to subsequently obtain an exclusive, worldwide development and commercialization
license to use ImmunoGen’s ADC technology to develop and commercialize such PDCs. Under the agreement, we
provided ImmunoGen with the rights to CytomX’s Probody therapeutic technology to create PDCs directed at two
targets under the research license and to subsequently obtain exclusive, worldwide development and
commercialization licenses to develop and commercialize such PDCs. In February 2016, we exercised our option to
obtain a development and commercialization license for CX-2009 pursuant to the terms of the ImmunoGen Research
Agreement (the “CX-2009 License”). In February 2017, ImmunoGen exercised its option to obtain a development and
commercialization license for the first of its two targets. InmunoGen discontinued this program in July 2017 and
substitution rights for this program terminated in February 2017. ImmunoGen exercised its second option to obtain a
development and commercialization license pursuant to the InmunoGen Research Agreement (the “ImmunoGen 2017
License”) for a target, epithelial cell adhesion molecule (EPCAM), in December 2017 and continues research work on
this program.

Under the terms of the ImmunoGen Research Agreement, both we and ImmunoGen were required to perform research
activities on behalf of the other party for no monetary consideration. Each party is solely responsible for the
development, manufacturing and commercialization of any products resulting from the exclusive development and
commercialization license obtained by such party under the agreement. In consideration for the ImmunoGen 2017
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License, we are entitled to receive up to $30.0 million in development and regulatory milestone payments per the
research program target, up to $50.0 million in sales milestone payments per target and royalties in the mid-single
digit percentage on the commercial sales of any resulting product. In consideration for the CX-2009 License,
ImmunoGen is entitled to receive up to $60.0 million in development and regulatory milestone payments, up to
$100.0 million in sales milestone payments and royalties in the mid to high single digits percentage on the commercial
sales of any resulting product. In August 2017, we made a milestone payment of $1.0 million to ImmunoGen for the
first patient dosing with CX-20009.

Pfizer PDC Collaboration
In May 2013, we entered into a collaboration with Pfizer for up to four targets which was terminated in March 2018.
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Manufacturing

Our Probody therapeutic candidates are designed to be produced as fully recombinant antibody prodrugs. Our

Probody therapeutic candidates are also designed to maintain the manufacturability benefits of antibodies and leverage
well established technologies used for antibody production. We conduct cell line development and process
development both in-house and in collaboration with contract development and manufacturing organizations (“CMQO”).
CMOs are responsible for manufacturing of drug substance and clinical drug product materials.

Our lead Chinese hamster ovary cell line has been successfully used for manufacturing several antibodies and requires
minimal process optimization to establish a process to support early phase manufacturing. We utilize well established
production steps typically part of a platform manufacturing process for antibodies. The CMO we have selected has a
strong track record in manufacturing therapeutic biologics, including antibodies. All activities from cell line
development to formulated drug product are performed at one location to maintain aggressive timelines and minimize
delays that can result from engaging multiple parties for manufacturing. Similarly, for our PDC projects we have
selected CMOs with strong expertise in clinical/commercial drug conjugate manufacturing and with capabilities for
toxin conjugation and fill-finish. Furthermore, our two lead PDC programs incorporate toxin payloads that have an
established clinical and regulatory history.

To date, we have been able to successfully manufacture CX-072, CX-2009 and CX-2029 for our ongoing early stage
clinical trials. However, in order to conduct later stage clinical trials of our product candidates, including CX-072,
CX-2009 and CX-2029, and eventually, if approved, commercial products, we will need to manufacture them in larger
quantities. We, or any manufacturing partners, may be unable to successfully increase the manufacturing scale and
capacity for any of our product candidates in a timely or cost-effective manner, or at all. For example, we are
currently working with our CMOs to change our manufacturing processes and formulations as well as scaling up for
large drug manufacturing capability and to increase the term of stability for CX-072 drug product for late stage
clinical trials and commercialization. However, we may have to start late stage trials with our early clinical trial drug
product and switch to the late stage or commercial drug product mid trial. In such event, the FDA will require us to
complete bridging studies to compare the earlier stage material with the late stage or commercial material to assure
comparability between the earlier trial material and the late stage or commercial material. Changing the formulation
and scale up process is a complicated and difficult task. While we believe we can complete the process successfully,
there can be no assurances that the changes we make to the drug product and manufacturing process will be successful
or completed in a timely manner or that the FDA will not require additional development steps or studies from those
we believe are necessary. If we are unable scale up our manufacturing capabilities with respect to CX-072 or any of
our other product candidates, increase the life of drug stability of CX-072 or such other product candidates, or
successfully complete the FDA’s bridging requirements, we may not be able to successfully obtain FDA approval and
commercialize CX-072 or such other product candidates in a timely manner or at all.

The supply chain for the manufacturing of our product candidates is complicated and can involve many parties. We do
not own manufacturing facilities for producing such supplies and rely on third-party contract manufacturers to
manufacture our clinical trial and preclinical study product supplies. Our clinical trial manufacturing contractors and
suppliers are our sole source for their respective manufacturing and supplies. Failure of any of these contractors could
affect our ability to have clinical trial material available when needed. This could result in a substantial delay of our
clinical trials. For example, for each of CX-072 CX-2009 and CX-2029, our manufacturing supply chain includes
several contract manufacturers, and failure by any of these manufacturers could result in interruptions of our clinical
studies. We do not have any long-term contracts and we do not currently have an alternative to any of our third-party
contract manufacturers. Consequently, there can be no assurance that our preclinical and clinical development product
supplies will not be limited, interrupted, or of satisfactory quality or continue to be available at acceptable prices. In
particular, any replacement of any of our third-party contract manufacturers could require significant effort and
expertise because there may be a limited number of qualified replacements. In addition, we may encounter issues with
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transferring technology to a new third-party manufacturer, and we may encounter regulatory delays if we need to
move the manufacturing of our products from one third-party manufacturer to another. For example, we were
dependent on ImmunoGen under our collaboration for certain steps in the manufacturing of clinical quantities of
CX-2009. At the end of 2018, ImmunoGen closed their clinical manufacturing facility in Norwood, MA. This site
provided clinical manufacturing support for the CX-2009 program. We have initiated the transfer of the drug
substance manufacturing process from ImmunoGen to a contract manufacturer, where we have an existing
relationship and with expertise in the manufacture of antibody drug conjugates at a clinical and commercial scale. To
date, the manufacturing transfer process is still ongoing and has not yet been completed. However, there can be no
assurances that we will not experience a disruption to the supply of CX-2009 in connection with such transfer or that
the transfer will be successful.
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In-Licenses
License from UCSB

In August 2010, we entered into an agreement with UCSB, that grants us an exclusive license, with the right to
sublicense, under the patent rights owned by UCSB covering mask and screening technologies relating to the
identification and discovery of pro-protein biologics, including masks and substrates, for the identification of
pro-proteins, for use in the fields of therapeutics, in vivo diagnostics, and prophylactics (the “UCSB Agreement”). The
UCSB Agreement also grants us an exclusive license, with the right to sublicense, under UCSB’s interest in certain
patent rights we co-own with UCSB covering Probody antibodies and other pro-proteins in the fields of therapeutics,
in vivo diagnostics and prophylactics.

We had no upfront payment obligations under the agreement. We are obligated to pay to UCSB royalties on net sales
of licensed products in the low single digit percentages, subject to annual minimum amounts as well as certain
reductions. We are required to make milestone payments to UCSB on the accomplishment of certain milestones
totaling up to $1,075 million for each of the first two indications for each licensed product consisting of a molecule or
compound covered by the licensed patent rights. We were also obligated to make a payment to UCSB upon the first
occurrence of an IPO or change of control. If the Company sublicenses its rights under the UCSB Agreement, it must
pay UCSB a percentage of our total sublicense revenues ranging from the mid-single to mid-teen percentages, which
total amount would be first reduced by the aggregate amount of certain research and development related expenses
incurred by the Company and other permitted deductions.

License from ImmunoGen

In February 2016, we exercised our option to obtain a worldwide, exclusive, sublicensable license from ImmunoGen
for development and commercialization of products directed against the target selected by us under our research
collaboration agreement with ImmunoGen. See the description of the license agreement set forth under the caption
“Our Collaborations—ImmunoGen, Inc.” in this Item 1 of this Annual Report on Form 10-K.

Competition

The biotechnology and biopharmaceutical industries, and the immuno-oncology subsector, are characterized by rapid
evolution of technologies, fierce competition and strong defense of intellectual property. Any product candidates that
we successfully develop and commercialize will have to compete with existing therapies and new therapies that may
become available in the future. While we believe that our proprietary Probody platform and scientific expertise in the
field of biologics and immuno-oncology provide us with competitive advantages, a wide variety of institutions,
including large biopharmaceutical companies, specialty biotechnology companies, academic research departments and
public and private research institutions, are actively developing potentially competitive products and technologies. We
face substantial competition from biotechnology and biopharmaceutical companies developing biopharmaceutical
products, particularly with respect to in immuno-oncology therapeutics, where competition is intense and rapidly
evolving. These com