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SPECIAL NOTE REGARDING FORWARD-LOOKING STATEMENTS

This Annual Report on Form 10-K contains forward-looking statements within the meaning of the Private
Securities Litigation Reform Act of 1995. All statements contained in this Annual Report on Form 10-K other than
statements of historical fact, including statements concerning our business strategy and plans, future operating results and
financial position, as well as our objectives and expectations for our future operations, are forward-looking statements.

EENT3 9 <

In some cases, you can identify forward-looking statements by such terminology as “believe,” “may,” “will,”
“potentially,” “estimate,” “continue,” “anticipate,” “intend,” “could,” “would,” “project,” “plan,” “expect” and similar
expressions that convey uncertainty of future events or outcomes, although not all forward-looking statements contain
these words. Forward-looking statements include, but are not limited to, statements about:
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* the timing and conduct of our clinical trial programs for our lead drug candidates NX-5948, NX-2127 and
NX-1607 and other drug candidates, including statements regarding the timing of data and anticipated
announcements, the selection of new development candidates and the initiation of clinical trials;

* the timing of, and our ability to obtain, marketing approvals for our lead drug candidates NX-5948, NX-2127 and
NX-1607 and other drug candidates;

*  our plans to pursue research and development of other drug candidates;
« the timing of investigational new drug application (IND) submissions for our drug candidates;

« the potential advantages of our DELigase platform, our drug candidates and Degrader-Antibody Conjugates
(DACs);

+ the extent to which our scientific approach, our DELigase platform, protein degradation, antibody-drug
conjugation, and DACs may potentially address a broad range of diseases;

» the potential benefits of our arrangements with Gilead Sciences, Inc., Sanofi S.A. and Seagen Inc. (now a part of
Pfizer Inc.);

» the timing of and our ability to obtain and maintain regulatory approvals for our drug candidates;
» the potential receipt of revenue from future sales of our drug candidates;

» the rate and degree of market acceptance and clinical utility of our drug candidates;

*  our estimates regarding the potential market opportunity for our drug candidates;

*  our sales, marketing and distribution capabilities and strategy;

*  our ability to establish and maintain arrangements for the manufacturing of our drug candidates;

« the expected impact of global business, political and macroeconomic conditions, including inflation, increasing
interest rates and volatile market conditions, uncertainty with respect to the federal budget and debt ceiling and
potential government shutdowns related thereto, cybersecurity events, instability in the global banking system, and
global events, including regional conflicts around the world, on our business, clinical trials, financial condition,
liquidity and results of operations;

» the potential achievement of milestones and receipt of royalty payments under our collaborations;

*  our ability to enter into additional collaborations with third parties;

e our intellectual property position;

*  our estimates regarding expenses, future revenues, capital requirements and needs for additional financing;
* the impact of government laws and regulations; and

e  our competitive position.

We have based these forward-looking statements largely on our current expectations and projections about future
events and trends that we believe may affect our business, financial condition, results of operations, prospects and financial
needs. These forward-looking statements speak only as of the date of this Annual Report on Form 10-K and are subject to a
number of risks, uncertainties and assumptions described in the section titled “Risk Factors” and elsewhere in this Annual
Report on Form 10-K. Because forward-looking statements are inherently subject to risks and uncertainties, some of which
cannot be predicted or quantified, you should not rely on these forward-looking statements as predictions of future events.
The events and circumstances reflected in our forward-looking statements may not be achieved or occur and actual results
could differ materially from those projected in the forward-looking statements. We disclaim any intention or obligation to
update publicly or revise any forward-looking statements for any reason or to conform such statements to actual results or
revised expectations, except as required by law.



Risk Factors Summary

Our business is subject to a number of risks and uncertainties, including those risks discussed at-length below.

These risks include, among others, the following:

We have incurred significant losses since our inception. We expect to incur losses over at least the next several
years and may never achieve or maintain profitability.

We have never generated revenue from product sales and may never be profitable.

We will need substantial additional funding. If we are unable to raise capital when needed, we may be required to
delay, limit, reduce or terminate our research or product development programs or future commercialization
efforts.

Current and future legislation may increase the difficulty and cost for us, and any collaborators, to obtain
marketing approval of and commercialize our drug candidates and affect the prices we, or they, may obtain.

We are early in our development efforts. Our lead drug candidates, NX-5948, NX-2127 and NX-1607, are in the
early stages of clinical development. If we are unable to advance our drug candidates through clinical
development, develop, obtain regulatory approval for and commercialize our drug candidates or experience
significant delays in doing so, our business may be materially harmed.

Our limited operating history may make it difficult to evaluate the success of our business to date and to assess our
future viability.

If serious adverse events, undesirable side effects or unexpected characteristics are identified during the
development of any drug candidates we may develop, we may need to abandon or limit our further clinical
development of those drug candidates.

The results of preclinical studies and early-stage clinical trials may not be predictive of future results. Initial
success in clinical trials may not be indicative of results obtained when these trials are completed or in later-stage
trials.

If we decide to seek Orphan Drug Designation or other designations from regulators for any of our current or
future drug candidates, we may be unsuccessful or may be unable to maintain the benefits associated with these
designations, including the potential for supplemental market exclusivity associated with an Orphan Drug
Designation.

If any of our drug candidates are not considered to be a new active substance or are deemed to fall within the
“global marketing authorization” of an existing medicinal product or if pediatric studies are not adequately
completed, this may result in lack of regulatory data protection or failure to obtain an extension to existing
regulatory data protection.

We face substantial competition in an environment of rapid technological change, which may result in others
discovering, developing or commercializing products before or more successfully than we do.

We expect to depend on collaborations with third parties for the research, development and commercialization of
certain of the drug candidates we may develop. If any such collaborations are not successful, we may not be able
to capitalize on the market potential of those drug candidates.

We rely on third-party contract manufacturing organizations (CMOs) for the manufacture of both drug substance
and finished drug product for our drug candidates for preclinical and clinical testing and expect to continue to do
so for any future clinical trials and commercialization. This reliance on third parties may increase the risk that we
will not have sufficient quantities of our drug candidates or products or such quantities at an acceptable cost or
quality, which could delay, prevent or impair our development or commercialization efforts.

If we are unable to obtain and maintain patent protection for our technology, our current drug candidates and any
future drug candidates that we may develop, or if the scope of the patent protection obtained is not sufficiently
broad, our competitors and other third parties could develop and commercialize technology and drug candidates
similar or identical to ours, and our ability to successfully commercialize our technology and drug candidates may
be impaired, and we may not be able to compete effectively in our market.

We may not identify relevant third-party patents or may incorrectly interpret the relevance, scope or expiration of
a third-party patent, and third parties may initiate legal proceedings alleging that we are infringing,
misappropriating or otherwise violating their intellectual property rights, the outcome of which would be uncertain
and could have a material adverse effect on our business.

Unfavorable global economic conditions could adversely affect our business, financial condition, stock price and
results of operations.



If we fail to attract and retain management and other key personnel, we may be unable to continue to successfully
develop our current and any future drug candidates, commercialize our drug candidates or otherwise implement
our business plan.

Even if we are able to commercialize any drug candidates, the products may become subject to unfavorable
pricing regulations, third-party reimbursement practices or healthcare reform initiatives, which would harm our
business.



PART I

Item 1. Business
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When used in this report, unless otherwise indicated, “Nurix,” “Company,” “we,” “us” and “our” refers to Nurix
Therapeutics, Inc. and its wholly owned subsidiaries.

Overview

We are a clinical stage biopharmaceutical company focused on the discovery, development and commercialization
of innovative small molecules and antibody therapies based on the modulation of cellular protein levels as a novel
treatment approach for cancer, inflammatory conditions and other challenging diseases. Leveraging our extensive expertise
in E3 ligases together with our proprietary DNA-encoded libraries, we have built DELigase, an integrated discovery
platform to identify and advance novel drug candidates targeting E3 ligases, a broad class of enzymes that can modulate
proteins within the cell. Our drug discovery approach is to either harness or inhibit the natural function of E3 ligases within
the ubiquitin-proteasome system to selectively decrease or increase cellular protein levels. Our wholly owned, clinical
stage pipeline includes targeted protein degraders of Bruton’s tyrosine kinase (BTK), a B-cell signaling protein, and
inhibitors of Casitas B-lineage lymphoma proto-oncogene B (CBL-B), an E3 ligase that regulates activation of multiple
immune cell types including T cells and NK cells. Our partnered drug discovery pipeline consists of multiple programs
under collaboration agreements with Gilead Sciences, Inc. (Gilead), Sanofi S.A. (Sanofi) and Seagen Inc. (now a part of
Pfizer Inc.) (Pfizer), within which we retain certain options for co-development, co-commercialization and profit sharing in
the United States for multiple drug candidates.

Our Clinical Development Pipeline

Our wholly owned pipeline of Targeted Protein Modulation (TPM) drug candidates comprises three clinical stage
programs in our Targeted Protein Degradation (TPD) and Targeted Protein Elevation (TPE) portfolios. These two
portfolios demonstrate our ability to either decrease or increase protein levels in cells through the modulation of E3 ligases.
The following chart summarizes our clinical pipeline and ongoing clinical studies:

Oncology

: Discovery —
program Therapeutic area Lead Op

NX-2127 BTK-IKZF B-cell malignancies

IND enabling Phase 1a Phase 1b

NX-5948 BTK B-cell malignancies

NX-1607 CBL-B Immuno-Oncology
Multiple Undisclosed Undisclosed -
Multiple Undisclosed Undisclosed [ 2 @ GILEAD
Multiple Undisclosed Undisclosed - sanofi
DAC Multiple Undisclosed Oncology ePﬁzer

Discovery —

I1&l program Therapeutic area IND enabling Phase 1a Phase 1b

Lead Op

NX-5948 BTK Inflammation / autoimmune _
NX-0479 / Rheumatoid arthritis and
AR GS-6791 IRAK4 other inflammatory diseases _ [(J GILEAD
Multiple Undisclosed  Inflammation / autoimmune - sanofi

MOA, mechanism of action; IND, investigational new drug; DAC, degrader-antibody conjugates; I&I, inflammation and immunology



Targeted Protein Degradation

Our portfolio of targeted protein degraders of BTK, a B-cell signaling protein, comprises NX-5948, an orally
bioavailable BTK degrader for the treatment of relapsed or refractory B-cell malignancies and potentially autoimmune
diseases, and NX-2127, an orally bioavailable BTK degrader that also degrades cereblon neosubstrates IKZF1 (Ikaros) and
IKZF3 (Aiolos) for the treatment of relapsed or refractory B-cell malignancies.

NX-5948: We are currently treating patients in a Phase 1a/1b dose-escalation and cohort expansion study in
patients with relapsed or refractory B-cell malignancies. In January 2024, the U.S. Food and Drug Administration (FDA)
granted Fast Track designation for NX-5948 for the treatment of adult patients with relapsed or refractory chronic
lymphocytic leukemia (CLL) or small lymphocytic lymphoma (SLL) after at least two lines of therapy, including a BTK
inhibitor (BTKi) and a B-cell lymphoma 2 (BCL2) inhibitor.

NX-2127: We are currently treating patients in a Phase 1a/1b dose-escalation and cohort expansion study of
NX-2127 in patients with relapsed or refractory B-cell malignancies. We have initiated Phase 1b expansion cohorts for
patients with relapsed CLL, diffuse large B-cell lymphoma (DLBCL) and mantle cell lymphoma (MCL). Enrollment of
new patients in this clinical trial is paused pending resolution of a partial clinical hold, which was implemented by the FDA
in late October 2023. Patients already enrolled who are receiving clinical benefit may continue treatment.

Targeted Protein Elevation

Our targeted protein elevation program includes NX-1607, an orally bioavailable an inhibitor of CBL-B, an E3
ligase that regulates the activation of multiple immune cell types including T cells and NK cells. NX-1607 is targeted for
immuno-oncology indications.

We are currently treating patients in a Phase 1a/1b dose-escalation and cohort expansion study of NX-1607 in
patients with a range of oncology indications. This study also includes a cohort within the Phase 1a dose escalation study
testing NX-1607 in combination with paclitaxel, a taxane chemotherapy commonly used across a range of relapsed and
refractory solid tumor indications. NX-1607 was awarded an Innovative Passport from the UK Medicines and Healthcare
products Regulatory Agency to accelerate time to market and facilitate patient access to novel drugs to treat serious and
life-threatening diseases.

Drug Discovery Pipeline

In addition to our clinical stage drug candidates, we are extending our protein modulation portfolio, both on our
own and with partners by developing new targeted protein degraders and ligase inhibitors for a number of targets for which
we believe the protein modulation modality can be clinically advantageous over existing therapies. These existing and
future programs may have the potential to address diseases with significant unmet need, including cancer, autoimmunity,
inflammation, and other challenging diseases.

We have entered into several revenue generating collaborations with large biopharmaceutical companies,
including with Gilead, Sanofi and Seagen (now a part of Pfizer), to leverage our DELigase platform for drug discovery.
These collaborations allow us to further advance our future pipeline with multiple currently identified targets included in
these collaborations. In aggregate, we have received $413.0 million in non-dilutive financing from our collaborators to
date, and as of November 30, 2023, we are eligible to receive up to $8.1 billion in potential future fees and milestone
payments, as well as royalties on future product sales. We retain certain options for co-development, co-commercialization
and profit sharing in the United States for multiple drug candidates pursuant to these collaborations.

Corporate Strategy

Our strategy is to leverage our DELigase platform to discover breakthrough therapies to not only improve upon
existing drugs, but also address targets that are thought to be undruggable with current modalities. The key elements of our
strategy are to:

*  Advance our lead programs through clinical development. We have three drug candidates in Phase 1 clinical
development and anticipate the following advancements in 2024.

*  NX-5948. Enrollment is ongoing in our Phase 1a/1b clinical trial of NX-5948 in adults with relapsed or
refractory B-cell malignancies, including CLL. In 2024, we seek to define doses for Phase 1b cohort
expansion in CLL and NHL and accelerate Phase 1 clinical trial enrollment to enable pivotal trials. We
plan to present additional clinical data with higher dose levels and longer treatment duration in mid-2024.



e NX-2127. Screening and enrollment of new patients in our Phase 1a/1b clinical trial of NX-2127 in
adults with relapsed or refractory B-cell malignancies have been paused due to a partial clinical hold
placed on the study by the FDA. Patients currently enrolled in the clinical study who are deriving clinical
benefit may continue to receive treatment in accordance with the ongoing study protocol. In 2024, we
expect to resolve the partial clinical hold to enable the introduction of newly manufactured drug product
into the ongoing Phase 1 clinical trial.

*  NX-1607. Enrollment is ongoing in our Phase 1 trial for NX-1607 in adults with a range of oncology
indications. In 2024, we expect to present data from the Phase 1a dose escalation portion of the trial of
NX-1607 and to define dose(s) to enable Phase 1b cohort expansion.

*  Advance our portfolio of preclinical programs to generate development candidates for our partners and our
proprietary pipeline. Our research efforts are largely focused on the advancement of multiple programs for our
partners Gilead, Sanofi, and Pfizer and for our proprietary pipeline. These partnered and wholly owned programs
are at various stages of DNA-encoded library (DEL) screening, lead optimization and preclinical research. We
aim to advance at least one program to the development candidate stage in 2024.

*  Enhance and refine our DELigase platform. Targeted Protein Modulation is a rapidly emerging therapeutic
modality that can provide significant advantages over existing modalities. Our proprietary DELigase platform
enables us to advance an industry-leading approach to either selectively decrease or increase protein levels. We
intend to continue to invest resources in our research and development activities to enhance our DELigase
platform both in terms of the number of ligases available for drug discovery and the scale of our DEL collection.
We plan to continue to leverage our platform capabilities to further enhance our position as a leader in the
promising field of protein modulation.

*  Explore additional strategic collaborations to maximize the commercial potential of our DELigase platform
and our drug candidates. We have received $413.0 million in non-dilutive funding to date from our
collaborations to support our research and development activities and to create new targeted protein modulation
drugs with our partners. Under our Gilead, Sanofi and Pfizer collaborations, as of November 30, 2023, we have
the opportunity to receive up to $8.1 billion in potential future fees and milestone payments, as well as royalties
on future sales while retaining certain commercialization options. We currently retain worldwide development and
commercialization rights to our BTK and CBL-B portfolios. While we intend to become a fully integrated
biopharmaceutical company and build a targeted sales force in the United States to support the commercialization
of our drug candidates, if approved, we intend to selectively evaluate technology collaborations and
commercialization partnerships for our drug candidates with partners whose capabilities complement our own
while retaining meaningful commercial rights in key geographic territories.

Targeted Protein Modulation

In disease settings where currently available treatments are limited by suboptimal efficacy or safety, or where
relevant protein targets are not druggable by conventional means, we believe targeted protein modulation represents a
novel treatment paradigm with the potential to improve upon or become the standard of care. Recent advances in the field
have highlighted the significant therapeutic potential of harnessing E3 ligases to promote targeted protein degradation. In
addition, we believe the largely unexplored area of inhibiting E3 ligases directly to increase protein levels represents an
equally promising approach. Using our powerful DELigase platform, we have demonstrated our ability to discover and
advance small molecule drug candidates to decrease or increase protein levels by either harnessing or inhibiting the activity
of the appropriate E3 ligase, depending on the desired therapeutic effect. We have carefully selected and are advancing
over 90 E3 ligases in our DELigase platform, expanding the universe of E3 ligases that can be modulated beyond cereblon
and von Hippel-Lindau (VHL), the two predominantly used in the field of targeted protein degradation today. Our DEL
collection consists of billions of small molecule compounds used to identify potential binders to ligases and protein targets
as critical starting points in our drug discovery process. The differentiation of our protein modulation platform is in its
breadth and versatility, enabling us to alter protein levels either upward or downward for both clinically validated targets,
such as BTK, and for targets previously thought to be “undruggable;” that is, proteins that could not be addressed by
conventional pharmacological means, such as CBL-B.

Proteins as targets in treating disease

Each cell type within the body is comprised of proteins that define its biochemistry and biological function. When
proteins are expressed and regulated correctly, the health of each individual cell as well as the body as a whole is
maintained. However, disease can occur when normal cellular processes are dysregulated as a result of changes in protein
structure, function, expression levels or pathway regulation. Factors such as genetic mutations, infection, exposure to
toxins, diet and behavior can lead to dysregulation of cellular processes and, if unchecked, a disease process.



The traditional approach to discovering treatments for disease has involved the development of small molecule
drugs that bind to a protein’s surface and modulate its activity. These “druggable” proteins contain distinct structural
features that mediate protein function called active sites which can be exploited when identifying and optimizing
compounds that disrupt protein activity. However, the vast majority of the body’s proteins do not have distinct active sites
that can be targeted using traditional discovery methods. Because dysregulation and disease are not restricted to these
“druggable” proteins, a significant number of therapeutically relevant proteins have not been addressed by traditional small
molecule drugs. Other modalities, including antibody and protein-based therapies, genetic medicines and cell therapies,
have emerged to address these issues but are still limited by their modes of delivery, their scalability and their therapeutic
applications.

Leveraging E3 ligases and the ubiquitin proteasome system as a new treatment modality

Normal cellular physiology requires highly orchestrated and regulated processes that operate at the level of
individual proteins. The ability of proteins to respond to stimuli quickly and in a coordinated fashion requires protein
function to be readily controllable. One of the most exquisitely ordered cellular systems governing cellular proteins is the
ubiquitin proteasome system (UPS).

Cellular protein levels are regulated
by the Ubiquitin Proteasome System
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As depicted above, the UPS is responsible for regulating and maintaining normal protein levels in the cell. An
important class of enzymes called E3 ligases mediate this process with a high degree of specificity by recognizing
individual proteins and catalyzing the attachment of ubiquitin protein tags to their surface. Proteins marked with chains of
ubiquitin are then shuttled to the proteasome for degradation and removal from the cell. In addition to protein degradation,
E3 ligases also mediate other functions such as protein localization, receptor internalization, protein signaling and protein
quality control. There are over 600 E3 ligases encoded within the human genome, representing more than 5% of genes. The
prevalence of the E3 ligase class of enzymes reflects the diversity of their physiological roles and biological significance
and may allow for the creation of a wide spectrum of ligase-targeted therapeutics.

Modulating protein levels through small molecule therapeutics targeting E3 ligases

Advances in our understanding of the UPS suggest broad potential for the development of new therapies that
modulate E3 ligases in the context of diseases such as cancer and autoimmune disorders. An example are the so-called
immunomodulatory drugs, Revlimid (lenalidomide) and Pomalyst (pomalidomide), which are approved cancer drugs.
These drugs exert their therapeutic effects by targeting the E3 ligase cereblon and redirecting its activity toward proteins it
would not normally degrade such as Ikaros and Aiolos (also known as IKZF1 and IKZF3), transcription factors regulating
immune cell function. Elucidation of this mechanism led to the recognition that pharmacological control of E3 ligase
activity could more generally represent a promising new paradigm for small molecule drug action. This idea has since
translated into the development of targeted protein degraders, which we believe have significant therapeutic potential. In
addition, the largely unexplored area of inhibiting E3 ligases directly to increase cellular protein levels, which we call
Targeted Protein Elevation, may represent an equally promising approach.

Targeted Protein Modulation is the term we use to describe our ability to either decrease target protein levels by
harnessing E3 ligases for targeted protein degradation or increase protein levels through the inhibition of E3 ligases for
targeted protein elevation.

*  Targeted Protein Degradation (Harnessing E3 ligases). Targeted protein degradation harnesses the natural
activity of ligases to remove specific proteins from the cell. Targeted protein degradation is accomplished by
using bifunctional small molecules, which are composed of an E3 ligase binding element, or harness, linked to a
target protein binding element. Unlike traditional small molecule inhibition, targeted protein degradation is
catalytic whereby one molecule can induce the degradation of multiple copies of the protein target, enabling the
efficient elimination of cellular proteins. In addition, since the effect is mediated through the binding of a small
molecule drug rather than through functional inhibition, proteins lacking active sites are potentially targetable,
greatly expanding the spectrum of both proteins and diseases amenable to small molecule therapeutic intervention.



o Targeted Protein Elevation (Inhibiting E3 ligases). By inhibiting the function of E3 ligases in targeted protein
elevation, it is possible to rapidly increase specific protein levels to control biological pathways. Increasing the
levels of distinct sets of proteins could be a powerful approach to blocking pathological processes and restoring
normal physiology. While there is enthusiasm in the scientific community around the therapeutic potential of E3
ligase inhibition, the discovery of such inhibitors has been impeded by the limited understanding of this
biochemically and structurally complex class of proteins.

Targeted Protein Modulation

A Powerful Targeted Protein
Cellular System Elevation

(TPE)

Harness ligases
to decrease specific
protein levels

Inhibit ligases
to increase specific
protein levels

Targeted Protein Ubiquitin is ligated to
Degradation target proteins to tag
(TPD) them for degradation by

the proteasome

We believe that targeting E3 ligases to modulate protein levels represents a new therapeutic frontier that retains
the favorable attributes of small molecule treatment modalities while addressing some major limitations. In addition to the
points above, we believe other key differentiating attributes of our treatment modality include:

*  Expansive therapeutic potential. The UPS and its associated E3 ligases function across the majority of cell types
and organ systems, making it possible to modulate virtually any protein of interest for a wide range of diseases.

*  Deliverable and tunable. Oral delivery of small molecule compounds lends itself to broad medical applicability in
a range of patient populations with delivery that may be readily calibrated through dosing schedule and quantity.

*  Ease of manufacturing. Development and manufacturing of small molecules utilizes established, cost-efficient
processes that are readily scalable.

Our Programs

Our targeted protein degradation portfolio includes two clinical stage drug candidates that catalyze potent
degradation of BTK, a well validated target for B-cell malignancies. Our two BTK degrader drug candidates, NX-5948 and
NX-2127, are oral drug candidates being evaluated for the treatment of relapsed or refractory B-cell malignancies including
CLL and non-Hodgkin’s lymphoma (NHL). NX-5948 is designed to solely degrade BTK, and NX-2127 is designed to
degrade BTK and the immunomodulatory substrates of Tkaros and Aiolos. NX-5948 has the potential to address B-cell
mediated autoimmune indications due to its specificity for BTK, and neurologic autoimmune indications due to its ability
to cross the blood brain barrier.

In preclinical studies and in patient-derived samples, we have demonstrated the ability of both NX-5948 and
NX-2127 to degrade BTK in cells harboring either wild type BTK or a variety of clinically relevant mutant forms of BTK
that are known to confer resistance to both currently marketed BTK inhibitors and next-generation BTK inhibitors in late-
stage development. Based on our preclinical and clinical data, we believe that both NX-5948 and NX-2127 have the
potential to demonstrate unique and improved clinical benefit over the current standard-of-care in multiple oncology
indications.

Our targeted protein elevation portfolio includes our lead ligase inhibitor NX-1607, an oral, clinical stage small
molecule drug candidate that inhibits CBL-B, an intracellular orchestrator of the activation of T cells, B cells and NK cells.
In preclinical studies, primary human T cells exposed to NX-1607 demonstrated increased T-cell activation in the absence
of co-stimulation with CD3 and CD28, a potential advantage in an immune suppressive tumor microenvironment. In
addition, NX-1607 has been shown in preclinical models to increase T-cell proliferation and result in increased secretion of
interleukin-2 (IL-2), a key cytokine involved in immune activation. We believe that oral delivery of a CBL-B inhibitor has
the potential to drive immune cell activation and stimulation of localized IL-2 secretion, leading to enhanced anti-tumor
response across a wide range of oncology indications.



Targeted protein degradation portfolio in clinical trials

We have developed two targeted protein degrader drug candidates that are potent degraders of the BTK protein, a
clinically validated signaling factor that drives B-cell activation and proliferation. Both of our BTK degraders harness the
E3 ligase cereblon. NX-5948 is designed to selectively degrade BTK and has demonstrated the ability to cross the blood
brain barrier in animal models and degrade BTK in both brain-resident tumor cells and normal microglia in the brain.
NX-2127 was engineered to degrade both BTK and cereblon neosubstrates Ikaros and Aiolos for the treatment of relapsed
or refractory B-cell malignancies. In several B-cell malignancy indications, and in particular in certain NHL subtypes, we
believe dual activity may provide therapeutic advantages not addressable by pure BTK degraders or inhibitors, that could in
turn result in improved outcomes for patients. We are currently treating patients with relapsed or refractory B-cell
malignancies in Phase 1 trials for NX-5948 and NX-2127.

BTK’s role in B-cell malignancy

BTK is a key component of the B-cell receptor signaling pathway and has been clinically validated as a target in
the treatment of B-cell malignancies, most notably in CLL but also in NHL. In 2022, it was estimated that over 20
thousand patients were diagnosed with CLL and over 80 thousand patients were diagnosed with NHLs in the United States.
Approximately 85% of NHLs are a result of B-cell malignancies. The natural progression of NHL varies widely and takes
multiple forms, ranging from aggressive subtypes such as DLBCL, to more indolent forms such as follicular lymphoma
(FL).

Background on BTK inhibitors and immunomodulatory drugs for B-cell malignancies

The first generation BTK inhibitor Imbruvica, or ibrutinib, is approved for the treatment of CLL, Waldenstrom’s
macroglobulinemia (WM), and chronic graft versus host disease (GVHD). Second generation BTK inhibitors include
Calquence, or acalabrutinib, which is approved for use in CLL and MCL, and Brukinsa, or zanubrutinib, which is approved
for use in CLL, MCL, WM and marginal zone lymphoma (MZL). Based on reported sales to date, we estimate that 2023
BTK sales were approximately $8.7 billion. These BTK inhibitors bind covalently to cysteine C481 of the BTK protein and
irreversibly inhibit BTK; however, all have some off-target binding to other kinases, which leads to unwanted side effects.
In addition, acquired resistance, most commonly through mutations in C481, may limit long term efficacy of these first and
second generation BTK inhibitors. A number of noncovalent BTK inhibitors are currently being investigated in clinical
trials as potential therapies for patients with relapsed and refractory disease, including Jaypirca, or pirtobrutinib, which was
recently approved for use in CLL and MCL. However, the noncovalent inhibitors are also subject to acquired resistance,
and treatment with these agents has led to the discovery of a broad range of new resistance mutations.

BTK degraders possess several unique properties that offer potential advantages over inhibitors:

e Addresses scaffold function of BTK. Removal of the BTK protein rather than just inactivating the kinase domain
addresses the scaffolding activity of BTK, more completely blocking the signaling activity of both wild type and
mutant forms of BTK.

*  Event-driven pharmacology. BTK degraders do not require strong and prolonged binding to BTK to trigger
degradation, which increases the ability our degraders to act on mutated BTK and may decrease the probability of
forming new resistance mutations.

+  Catalytic activity. A single degrader molecule is able to affect multiple target BTK molecules sequentially
without the need to be constantly bound to the target.

We believe that targeted protein degradation of BTK may be a superior approach to existing covalent or
noncovalent BTK inhibitors, particularly in the relapsed and refractory setting, and in the setting of resistance mutations to
both covalent and noncovalent inhibitors.

The immunomodulatory drugs including Revlimid, or lenalidomide, and Pomalyst, or pomalidomide, are analogs
of Thalomid, or thalidomide. These drugs possess several anti-tumor properties, including anti-angiogenic and anti-
proliferative effects. They also have multiple effects on the immune system, including enhancement of T-cell mediated and
NK-cell mediated immunity. Revlimid, the market leader in this class by global sales, was first approved in 2006 for the
treatment of multiple myeloma. In May of 2019, Revlimid in combination with Rituxan received a supplemental indication
approval for previously treated FL, MZL and MCL, and in August of 2020, Revlimid in combination with Monjuvi
received a supplemental indication in DLBCL, thus validating the importance of this drug class in these indications. In
2022, global sales of this drug class including Revlimid and Pomalyst were approximately $13.5 billion. Subsequent to
their approval and successful commercialization, studies demonstrated that these immunomodulatory drugs exert their
therapeutic effect by triggering the degradation of specific proteins including Aiolos and Ikaros through the E3 ligase
activity of cereblon and hence were identified retrospectively as the first approved drugs to target an E3 ligase.



Published studies have recently reported early clinical data showing that combining a BTK inhibitor with an
immunomodulatory drug may have the potential to augment clinical activity of certain standard of care agents in some
hematologic malignancies such as non-germinal center B-cell like (non-GCB) DLBCL. Further, scientific publications
have previously described synthetic lethality in a DLBCL cell line treated with both ibrutinib and lenalidomide. By
targeting both BTK and cereblon-mediated immunomodulatory pathways simultaneously, it is believed that the survival
mechanisms driven by accumulated mutations within certain cancers can be overcome, thereby preventing escape and
disease relapse. This may be especially effective if each pathway has not only different functions but also if they share
certain critical components. One possible intersection pathway is the suppression of interferon regulatory factor 4 (IRF4), a
member of a family of transcription factors leading to a cell lethal increase in interferon production. The early clinical
study cited above was particularly noteworthy since few combinations have previously produced promising results in
DLBCL. This may suggest that simultaneous degradation of BTK combined with cereblon-mediated immunomodulatory
activity by a single agent could produce an additive or synergistic effect in certain B-cell malignancies.

Potential advantages of BTK degraders

We have conducted extensive preclinical studies of our two clinical stage BTK degraders. We have demonstrated
that both NX-5948 and NX-2127 can induce BTK degradation and inhibit tumor growth with oral administration in
xenograft mouse models implanted with both wild type and ibrutinib-resistant lymphoma cell lines. We have also
demonstrated the ability of both NX-5948 and NX-2127 to degrade BTK in circulating B-cells of non-human primates and
in B-cell lymphoma patients following once daily oral dosing in ongoing Phase 1 trials. We have specifically designed
NX-5948 to degrade BTK with limited or no degradation of cereblon neosubstrates, and we have designed NX-2127 as a
dual degrader of BTK as well as the cereblon neosubstrates Aiolos and Ikaros, for potential applications in indications
where adding immunomodulatory activity may be beneficial.

We have optimized NX-5948 and NX-2127 to be able to degrade both wild type BTK and the C481S variant of
BTK that has been identified as the most common mutation in patients who have become resistant to ibrutinib therapy over
time. Both agents have subsequently demonstrated the ability to degrade additional mutant variants of BTK associated with
resistance to BTK inhibitors including L528W, T4741, M437R and V416L.

In our model of DLBCL cell line (TM8) harboring the most common resistance mutations, both NX-5948 and
NX-2127 retained activity while all tested inhibitors demonstrated a major decrease in activity against at least one
resistance mutation. The figure below shows a heat map of the relative activity of NX-5948 compared to a panel of first
and second generation covalent BTK inhibitors and non-covalent BTK inhibitors.
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Potent tumor growth inhibition was achieved at varying doses of orally administered NX-2127 in mouse xenograft
tumor models with a wild type BTK protein, as shown in the figure below on the top right. In this same model, NX-2127
demonstrated potent degradation of BTK in both circulating B cells (below on the top left) and in lymphoma tumors (below
top middle). In this model system, 80% BTK degradation in circulating B cells correlated with 74% tumor growth
inhibition, and 90% BTK degradation in circulating B cells correlated with 100% tumor growth inhibition. These target
levels of inhibition suggest a potential therapeutic range correlating BTK degradation to tumor growth inhibition.

BTK Degradation in Aiolos Degradation in lkaros Degradation in Tumor Growth
Peripheral B cells TMD8 Tumor Tissue TMD8 Tumor Tissue - Vehicle
-2 10 mpk NX-2127
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'E 80 £ 100 3— £ 1004 + o0 qu o 10001 iprutinib
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Oral dose of NX-2127 (mg/kg) 10 30 90
% BTK degradation in peripheral B cells 69% | 80% 91% |
% Aiolos degradation in tumor tissue 21% 33% 64%
% lkaros degradation in tumor tissue 28% 23% 47%
% Tumor growth inhibition vs Vehicle(Day 24) 58% 74% 100%

In addition to BTK degradation, we have also demonstrated the ability of NX-2127 to degrade both Aiolos (as
shown in the figure below) and Ikaros (not shown), proteins targeted by immunomodulatory drugs Revlimid (lenalidomide)
and Pomalyst (pomalidomide). Studies in human T cells comparing NX-2127 to lenalidomide and pomalidomide have
shown comparable Aiolos degradation and resultant T-cell activation, as shown in the figure below. Based on the clinical
data of both ibrutinib and the immunomodulatory drug in B-cell malignancies, we believe that this strategy of targeting
both BTK and Aiolos/Ikaros in a single oral treatment may improve anti-tumor activity.
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Clinical development studies for NX-5948

We are studying the pharmacology, safety, and clinical activity of NX-5948 in multiple subtypes of relapsed and
refractory B-cell malignancies, including those in which ibrutinib has shown only modest effects or is ineffective, as in the
case of CLL patients with BTK inhibitor resistance mutations.
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As illustrated in the diagram below, we are conducting a Phase 1a/1b dose-escalation and cohort expansion study
of NX-5948 in patients with relapsed or refractory CLL and NHL. The Phase 1a portion is designed as a monotherapy dose
escalation trial to investigate the safety and tolerability of NX-5948 and to identify a biologically active dose for cohort
expansion and potentially a maximum tolerated dose. The Phase 1b portion of the trial is designed as a monotherapy
expansion trial in up to five potential cohorts. The patients in the study represent a heavily pre-treated population with a
variety of previous treatment options. Some patients also have resistance mutations and other high risk molecular features.
The study is currently enrolling in the United States, the United Kingdom (UK) and the Netherlands.

Phase 1a dose escalation Potential Phase 1b dose expansion?
B-cell malignancies, including CLL (N = up to 30 patients) (N = up to 80 patients)
I
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i
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50 QD
LU Recommended dose:

(Starting dose) MTD or biologically active dose

“Subtypes include: transformed indolent lymphoma (e.g., grade 3b/transformed FL), Richter-transformed DLBCL, high-grade B-cell lymphoma with MYC and BCL-2 and/or BCL-6 rearrangements, high-
grade B-cell lymphomas NOS; "Includes patients with secondary CNS involvement; *Additional lines of therapy include anthracycline for non-GCB DLBCL and BTKi for MCL
Abbreviations: BCL-2i, B-cell lymphoma-2 inhibitor; BTKi, Bruton’s tyrosine kinase inhibitor; CIT, chemo-immunotherapy; CLL, chronic lymphocytic leukemia; CNS, central nervous system; DLBCL,
diffuse large B-cell lymphoma; FL, follicular lymphoma; GCB, germinal center B-cell; L, level; MCL, mantle cell lymphoma; LoT, line of therapy; MZL, marginal zone lymphoma; NOS, not otherwise
specified; PCNSL, primary central nervous system lymphoma; SLL, small lymphocytic lymphoma; WM, Waldenstréms macroglobulinemia

Initial clinical findings

Initial clinical findings from the NX-5948 clinical trial were presented at the 65th American Society of
Hematology (ASH) annual meeting in December 2023. Pharmacokinetics (PK) and pharmacodynamics data from the
ongoing Phase 1a trial shown below demonstrate dose-dependent PK and rapid, robust, and sustained BTK degradation in
all patients with once daily oral dosing of NX-5948, confirming the findings and projections from previous preclinical
research.

NX-5948 C1D1 pharmacokinetics BTK degradation in patients receiving NX-5948
50 8- 50 mg (n=7) 12000
100 mg (n=6)
—¥- 200 mg (n=6)
- 300 mg (n=4)
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o
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BTK, Bruton’s tyrosine kinase; MFI, mean fluorescence intensity; SEM, standard error of the mean

Source: Searle et al., ASH 2023, Poster #4473

Results from the first data disclosure of the NX-5948 Phase 1a trial showed that NX-5948 is well tolerated and
demonstrates clinical benefit.

Out of 26 patients dosed, there were no dose limiting toxicities and no treatment emergent adverse events
(TEAES) resulting in drug discontinuation. There were four NX-5948-related grade >3 TEAEs and no related serious
adverse events (SAEs).
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As of the October 17, 2023 data cutoff, in the CLL patient population six out of seven dosed patients showed
clinical benefit, including three partial responses (one ongoing over nine months) and three stable disease outcomes (two
still on treatment). In the NHL patient population (19 dosed), durable responses were noted across indications, with eight
patients, or almost half of the patient population, continuing treatment. An expanded data set from a larger number of
patients treated at higher doses and for a longer duration of time is expected in 2024.
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CR, complete response; DLBCL, diffuse large B-cell lymphoma; FL, follicular lymphoma; MCL, mantle cell lymphoma; MZL, marginal zone lymphoma; NHL, non-Hodgkin’s lymphoma; PCNSL,
primary CNS lymphoma; PD, progressive disease; PR, partial response; SD, stable disease; WM, Waldenstrom’s macroglobulinemia

Source: Searle et al., ASH 2023, Poster #4473

13



Clinical development of NX-2127

We are studying the pharmacology, safety and clinical activity of NX-2127 in multiple subtypes of relapsed and
refractory B-cell malignancies, including CLL, DLBCL, MCL, MZL and FL. We plan to focus development in indications
where NX-2127 shows evidence of compelling clinical activity and where there is high unmet need.

As illustrated in the diagram below, the Phase 1a/1b dose-escalation and cohort expansion trial is evaluating doses
ranging from 50 mg to 300 mg, and currently includes expansion cohorts for patients with CLL, DLBCL and MCL. The
Phase 1a portion is designed as a monotherapy dose escalation trial to investigate the safety and tolerability of NX-2127
and to identify a maximum tolerated dose for further evaluation. The Phase 1b portion of the trial is designed as a
monotherapy expansion trial in defined cohorts. We selected a 100 mg dose for a Phase 1b expansion in CLL patients and
selected a 300 mg dose for Phase 1b expansion in MCL and DLBCL patients. The patient population in the trial was
heavily pre-treated and included a sizeable proportion of patients with resistance mutations. Enrollment of new patients in
this clinical trial is currently paused pending resolution of a partial clinical hold.

Phase 1a
Accelerated titration / 3+3 escalation (n~602)
CLL/SLL, MCL, DLBCL, FL, MZL, WM

Phase 1b
Select cohort expansion®

CLL/SLL (100 mg)

(n=40)
MCL (300 mg)
(n=20)

Recommended dose

Oral daily dosing MTD or biologically active dose

DLBCL, WM (300 mg)
(n=20)

*Planned number of evaluable patients (i.e., meeting DLT evaluability criteria); "Planned number of evaluable patients (i.e., meeting efficacy evaluability criteria)
CLL, chronic lymphocytic leukemia; DLBCL, diffuse large B-cell lymphoma; DLT, dose-limiting toxicity; FL, follicular lymphoma; MCL, mantle cell lymphoma; MTD, maximum tolerated dose;
MZL, marginal zone lymphoma; PD, pharmacodynamics; PK, pharmacokinetics; PCNSL, primary central nervous system lymphoma; SLL, small lymphocytic lymphoma;
WM, Waldenstrom's macroglobulinemia

Clinical findings

Updated data from the NX-2127 clinical study presented at the 65th ASH annual meeting in December 2023
described positive data for NX-2127 in patients with NHL and CLL, confirming a manageable safety profile that is
consistent with previous reports for BTK-targeted and immunomodulatory therapies.

BTK and Ikaros degradation was demonstrated at all dose levels in patient samples, as shown in the figure below.
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Source: Danilov et al., ASH 2023, Poster #4463
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The safety findings from the study confirmed the manageable and predictable safety profile. The most common
TEAESs (any grade) were fatigue, neutropenia, hypertension, bruising/contusion, and diarrhea. The most common grade >3
TEAEs were neutropenia, hypertension and anemia. Atrial fibrillation was observed in six patients (11.1%; down from
17% reported previously), with three patients (5.6%) having grade >3 events. Twenty-one patients (38.9%) had serious
TEAESs, of whom eight (14.8%) had SAEs considered related to NX-2127 treatment. Two patients experienced dose
limiting toxicities (cognitive disturbance, neutropenia; both at the 300 mg dose).

Efficacy findings showed promising clinical activity: For patients with NHL encouraging and durable responses
were observed, including two complete responses at week eight and two partial responses at week eight. For patients with
CLL despite a median of five prior lines of treatment and BTK mutations present in 36% of patients, NX-2127 treatment
resulted in an objective overall response rate of 40.7%, including partial responses in 11 patients, with treatment ongoing in
13 patients. Tumor shrinkage and clinical responses were observed in patients regardless of prior lines of therapy or
baseline BTK mutations.
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Targeted protein elevation portfolio in clinical trials
Background on CBL-B

T cells play a key role in cell-mediated adaptive immune response. Activation, expansion and function of antigen-
specific T cells is a multistep process and its outcome depends on the balance of positive and negative feedback
mechanisms controlling each step. Many factors can hamper the development of an efficient anti-tumor immune response,
such as insufficient expression of tumor antigens, defective antigen presentation, inhibitory molecular interactions
including those effected by immune checkpoints, immune suppressive factors or suppressor cells and T-cell exhaustion.

A Master Orchestrator of the Immune System

CBL-B mediated mechanisms strongly
restrains a productive anti-tumor
response

CBL-B inhibition increases:

DC and NK infiltration and function
T cell priming

Cytotoxic T cells function

Ability of T cells to resist tumor
immunosuppressive mechanisms:
Treg, MDSC, and TGF-3

CBL-B, an E3 ligase expressed in immune cell lineages, functions as an intracellular orchestrator of the immune
response by negatively regulating T-cell activation, as illustrated above. CBL-B also limits function and survival of NK
cells, B cells and dendritic cells as well as promotes T-cell exhaustion, anergy, and cell death. As such CBL-B represents a
pivotal pathway negatively regulating immunity. CBL-B deficient animal models demonstrate enhanced signal dependent
T-cell activation and robust T-cell dependent anti-tumor immunity.

CBL-B is highly expressed in human CD4+ and CD8+ T cells, with expression tightly regulated by CD28 and
CTLA-4 and other co-stimulatory and inhibitory signals. T cells typically require two signals for activation, the first
provided by interaction of the T-cell receptor (TCR) with a peptide presented by an MHC molecule, and the second
through co-stimulatory molecules on antigen-presenting cells. CBL-B plays an essential role in the negative regulation of
T-cell activation by regulating the activity of the TCR through substrate proteins that require a costimulatory signal to
mount a productive immune response upon TCR engagement. Studies have found that CBL-B deficient T cells display
lower thresholds for activation by antigen recognition receptors and co-stimulatory molecules such as CD28. For example,
loss of CBL-B in T cells results in T cells that can be activated upon TCR engagement without co-stimulation by CD28.
Importantly, our CBL-B inhibitors do not appear to activate T cells in the absence of TCR engagement. Such CBL-B
deficient T cells are resistant to T-cell anergy, a tolerance mechanism in which T cells are functionally inactivated and T-
cell proliferation is greatly impaired. Notably, CBL-B deficient T cells show increased rates of proliferation as well as
elevated cytokine secretion including IL-2. The increased secretion of IL-2 is of particular importance in the optimization
and development of our CBL-B inhibitors, serves as a key cellular biomarker for measuring successful T-cell activation
and is a known therapeutic cytokine in oncology.

We believe that our oral, small molecule CBL-B inhibitor, NX-1607, has several potential immunotherapy
applications through enhancing T-cell mediated anti-tumor activity by lowering the activation threshold of T cells in a
suppressive tumor microenvironment where CBL-B plays a key role in the downregulation of T cells. Importantly,
NX-1607 does not appear to activate T cells in the absence of TCR engagement. We are studying NX-1607 in a Phase la
dose escalation trial in multiple solid tumors and lymphoma. Solid tumors represent the vast majority of human cancers.
Various immunotherapy strategies have been developed in order to increase the efficiency of anti-tumor immune response,
including the use of antibody checkpoint inhibitors such as anti-PD-1, anti-PD-L1 and anti-CTLA-4, which block the
“brakes” of immune response. These immune-stimulating antibodies have a more favorable clinical outcome than
traditional treatment modalities on a growing list of tumor types. However, most patients fail to respond or experience only
transient responses.
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Preclinical development of CBL-B inhibitors

We have developed a series of potent small molecule inhibitors of CBL-B activity that have demonstrated

biochemical activity and effects in vitro on human immune cells as well as in mouse tumor models. Consistent with studies
cited above, CBL-B inhibitors enhanced ex vivo T-cell activation as measured by induction of IL-2, a key cytokine required
for immune cell activation and proliferation. Induction of IL-2 secretion occurs at low nanomolar concentrations in primary

human and mouse T cells stimulated with anti-CD3/anti-CD28 antibodies or anti-CD3 antibodies alone. As illustrated
below, we demonstrated several fold increases in IL-2 production in tandem with increasing biochemical activity of our

CBL-B inhibitors. In addition, certain of our CBL-B inhibitors reduced anergy and exhaustion in an ex vivo model of T-cell

exhaustion using human donor T cells and further, this effect was additive to that achieved with an anti-PD-1 antibody.

Based on our findings to date, we believe that CBL-B inhibitors may induce an immune cell localized IL-2 secretion that in

combination with other immune activation effects will enhance anti-tumor responses. The precursor compounds shown in
the graphs below led to the optimization and selection of NX-1607 as a development candidate.
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NX-1607 is an investigational, orally bioavailable, potent inhibitor of CBL-B. In vitro studies demonstrated that
NX-1607 treatment resulted in a dose-dependent increase in T cell activation in TCR stimulated primary human T cells in
the presence and, to a lesser extent, in the absence of CD28 co-stimulation, a potential advantage in a suppressive tumor
microenvironment. /n vitro, NX-1607 has been demonstrated to increase T-cell activation in primary human T cells in the
absence of co-stimulation with CD3 and CD28, a potential advantage in a suppressive tumor microenvironment. /n vivo,
oral administration of NX-1607 in mice has demonstrated notable tumor growth inhibition in a tumor model as illustrated
in the figure below on the left. The tumor growth inhibition with oral administration of NX-1607 recapitulates the genetic
experiment in mice with a ligase-inactive version of CBL-B which also shows tumor growth inhibition as illustrated in the
figure below on the right.
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The in vivo effects of orally administered NX-1607 were further evaluated as a single agent in several mouse
models of cancer. In the experiments shown in the figure below on the left, oral treatment with NX-1607 at a dose of 30
mg/kg (blue circles) significantly reduced the size of tumors measured at day 25 compared to vehicle treated animals (black
squares) in this colorectal cancer model. In the figure below in the middle, oral treatment with NX-1607 significantly
increased survival in this neoadjuvant model of metastatic triple-negative breast cancer in which treatment was initiated
just prior to surgical primary tumor resection. Without further treatment, all mice in the vehicle group (black line) died by
day 60 as a result of disseminated tumor metastases in the lung, liver and brain. By contrast, animals treated with NX-1607
(blue line) administered as a daily oral dose starting at day seven and continuing through day 46 demonstrated a highly
significant prolongation of survival. In the figure below on the right, oral treatment with NX-1607 (blue squares)
significantly reduced the size of tumors and the rate of tumor growth compared to the vehicle group (black circles) in a B-
cell lymphoma model.
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The in vivo effects of orally administered NX-1607 were evaluated in combination with an antibody to PD-1 in
several mouse models of cancer as shown in the figure below. In the left and middle panels, the combination of oral
NX-1607 plus anti-PD-1 (light blue lines) demonstrated increased survival in two separate colorectal cancer models
compared with animals treated with either NX-1607 alone (blue line), anti-PD-1 alone (red line) or vehicle (black line). In
the panel on the right, the activity of oral NX-1607, anti-PD-1 and the combination of NX-1607 and anti-PD-1 were tested
in a model of metastatic triple-negative breast cancer. Both single agent NX-1607 (blue triangles) and single agent anti-
PD-1 (red circles) reduced the number of lung metastases at day 28 compared with the vehicle group (black squares), but
the combination of NX-1607 and anti-PD-1 (light blue diamonds) was superior to either single agent.
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Clinical development of NX-1607

We are studying the pharmacology, safety and clinical activity of single-agent NX-1607 and the combination of
NX-1607 with taxane chemotherapy in multiple solid tumor indications and lymphoma. The solid tumors selected for this
initial assessment include three different immune phenotypes: checkpoint-resistant tumors, tumors with an
immunosuppressive microenvironment and tumors that are poorly immunogenic. We believe that there is a scientific
rationale for the role of CBL-B inhibition in each of these immune phenotypes.

As illustrated in the diagram below, we are conducting a Phase 1a/1b dose-escalation and cohort expansion study
of NX-1607 in patients with relapsed or refractory solid tumors and lymphoma. We are currently enrolling patients in the
Phase la dose escalation portion of the monotherapy trial.

Phase 1a dose escalation

Phase 1b potential expansion

Phase 1b dose expansion

indications
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#Starting dose for NX-1607 in Arm 2 will be 21 dose level below the highest previously cleared monotherapy dose level and dosing regimen.
bCombination indications for Arm 2 may include platinum-resistant EOC, gastric cancer, HNSCC, NSCLC, TNBC, urothelial cancer, cervical
cancer. “Including primary peritoneal and fallopian tube carcinoma. %Includes metastatic or unresectable disease. ¢Includes MPM, TNBC, locally
advanced/metastatic urothelial cancer, cervical cancer, MSS CRC- or DLBCL/DLBCL-RT

Our DELigase platform

Our approach leverages the specificity of E3 ligases and the natural function of the UPS to regulate the cellular
proteome for therapeutic effect. Development of therapies that modulate E3 ligases has been historically limited by the
inherent difficulties in building biochemical and cellular assays relevant for measuring E3 ligase function, as well as by the
relative lack of mechanistic understanding of this critical class of proteins. Through our focused efforts and investment
over the past several years, we have developed proprietary tools, in-depth knowledge and expertise relating to E3 ligases as
targets for drug discovery. In addition, we have assembled a team that has extensive experience applying DEL discovery
technologies to a wide variety of proteins including targets previously considered undruggable. Together, these capabilities
and insights have allowed us to develop a powerful platform technology called DELigase to identify and advance novel
drug candidates that either selectively increase or decrease protein levels within the cell.

Our DELigase platform combines our proprietary DELs and E3 ligase expertise to empower efficient drug
discovery. DEL technology is well suited to finding new binders for targets thought to be undruggable, which include the
vast majority of proteins encoded in the human genome including E3 ligases.
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DEL technology taps enormous chemical space to overcome “druggability” limits

Our DEL collection comprises several billion compounds whereas typical screening collections contain less than a
few million. This increased scale provides the necessary chemical diversity to identify chemical starting points for more
challenging protein targets that have been considered undruggable by other approaches. DEL technology evaluates each
library compound simultaneously in a single experiment, enabling a more accurate assessment of compound function. In
addition, because DEL drug discovery is performed by measuring compound binding rather than biochemical activity it
allows inclusion of proteins for which biochemical assays are lacking or not feasible. Further, the relative ease with which
binding screens can be performed and interpreted provides sufficient flexibility to allow evaluation of structurally
complicated proteins like E3 ligases, which display distinct conformations and activity states and are often part of large
multi-protein complexes. Lastly, a chemical linker attaches each DEL compound to a strand of DNA, which functions as a
structure barcode allowing screening hits to be easily identified. DEL’s built in chemical linker is also an advantage in the
context of identifying bifunctional degraders, as it allows the discovery of compounds that can effectively bind proteins
when linked to a partner molecule.

Our DELigase platform was designed for E3 ligase discovery

Our integrated DELigase platform relies on proprietary DELs we have specifically engineered to identify and
select binders against a diverse group of target protein classes, including some considered to be undruggable, as well as
binders to E3 ligases. Key features of our DELigase platform include:

*  Custom-synthesized DELs. Our custom-synthesized chemical scaffolds impart desirable, drug-like chemical
properties, like solubility, into each library compound in a manner that cannot be achieved when building DEL
collections solely from commercial inputs. The three-dimensional design of the proprietary scaffolds allows our
library compounds to complement the surface of the target proteins, making them ideal for binding targets
classically considered undruggable, such as E3 ligases. For 75% of the undruggable targets screened by us, the
scaffold libraries have been the sole source of hits from our collection. Our collection of over 5 billion compounds
also enables us to find diverse hits for classical targets and contains a sizable subset of covalent compounds,
which have been shown as another effective way to bind E3 ligases. Covalent compounds have begun to show
promise in augmenting performance of targeted protein degraders, suggesting that our covalent DELs may have
additional utility for Targeted Protein Modulation.

Design of the Nurix DEL Collection

Nurix DEL CoIIe.ction Our proprietary scaffold DELs provide
¢ >5billion unique structures Scaffold Libraries Proving unique geometry allowingmolecules
* Includes proprietary, 3D complex, Essential for Delivering Ligands

to achieve optimal pocket fit
custom scaffolds for “Undruggable” Targets

Covalent Three-dimensional
5% Scaffold

design

DNA Barcode‘

Branched
43% 32%

*  Proprietary data analysis and hit confirmation technologies. We have built a suite of custom analytical tools for
interpretation and prioritization of our DEL binder outputs, which routinely contain thousands of productive hits.
By leveraging data collected from hundreds of DEL screens, we are able to rapidly eliminate background signal
and reveal the most promising target-specific ligands. We have also developed machine learning and high
throughput methods for nanoscale hit resynthesis and affinity selection mass spectroscopy that allow a more
comprehensive and industrialized process for finding the best chemical starting points for future pipeline
programs.
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Total DEL Enrichment
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Many screens, one protein target. E3 ligases can exist in multiple potential conformation states. Our approach
uses comprehensive parallel screening campaigns to interrogate numerous states and surfaces of the target protein.
An illustration of how we probe the surface of an E3 ligase by DEL screening is depicted in the graphic below.

DELs allow access to a spectrum of binders across the protein surface, some of which inhibit protein function.
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*  Rapid automated chemistry. Our state-of-the-art automated chemistry robotic suite allows for rapid synthesis of
both binders and fully assembled degrader molecules. This automation enables us to sample unprecedented
chemical space and allows for faster design test cycles which accelerates drug discovery projects.

DESIGN SCOPE /g/ ffirgl\ei\@nd;f N SYNTHESIZE AT SCALE
Theoretical range of / E 'ifég \\_ Automation enables Nurix
degrader chemical | 8 1 /’ to sample unprecedented
space more fortuitous \\5’ / chemical space

than rational N

WRITE THE RULEBOOK

Machine Learning
transforms large datasets
into degrader rulebook for
improved design

DISCOVER LEADS
Empirical data reveals
degraders with optimal
performance

38

N
&
1

PR,
% remaining
o
g

NN S S
s & &/

[compound] P

| 2
%,

/'//

*  Harnessing our data generation pipelines with Machine Learning. Our investment in scalable science has
created large data streams stemming from our DEL, automated chemistry, and high-throughput experimental
platforms. Our internal machine learning team leverages these data in developing models to enable property
prediction of our targeted degraders, to support small molecule and TPD lead optimization efforts and to enhance
the data analysis and lead ID workflows of our DEL platform.

Our DELigase discovery platform enables us to address multiple therapeutic applications

We have expanded the universe of E3 ligases available for therapeutic manipulation from the two predominantly
used in the field, cereblon and VHL, by screening over 60 additional E3 ligases to date. We have carefully selected these
E3 ligases for use in drug discovery across our three core areas of therapeutic expertise: oncology, immuno-oncology and
immune disorders. We consider the unique biological function of each ligase and the therapeutic requirements of the
disease state for inhibitor programs. For ligases that direct targeted protein degradation, we take into account the
biochemical specificity of the E3 ligase as well as tissue specificity of action and cellular localization of the target protein.
E3 ligases that are required for cancer cell survival are also of high interest for cancer indications to reduce the risk of
intrinsic resistance to degrader action. We are growing our set of E3 ligases for use in our DELigase platform tailored to
our core therapeutic areas.

DElLigase for E3 ligase harnesses

We apply our platform to utilize the ubiquitination function of E3 ligases for targeted protein degradation. Our
DELigase platform enables us to identify binders to E3 ligases, which we refer to as harnesses, as well as binders to
degradation targets. We use these molecular starting points to design compounds using a modular approach that connects
an E3 ligase harness to a target protein binder with a linker. We refer to these bifunctional molecules as targeted protein
degraders, which function by bringing the E3 ligase into proximity of the target protein to catalyzing its ubiquitination and
degradation.

DELigase for E3 ligase inhibitors

By inhibiting the function of E3 ligases, it is possible to rapidly increase specific protein levels to control
biological pathways. Increasing the levels of distinct sets of proteins could be a powerful approach to blocking pathological
processes and restoring normal physiology. Our DELigase platform enables the identification of inhibitors through parallel
screening of distinct E3 ligase activity states using chemical matter tailored specifically for binding to E3 ligases. Our
substantial expertise in E3 ligase biochemistry and biology has allowed us to identify and develop potent inhibitors of E3
ligases that play pivotal roles in T-cell signaling and immune cell function.
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Drug candidate identification and selection process

We employ a series of processes and studies from target validation to preclinical development for selection of the
appropriate candidate for further development. We have invested in an integrated drug development infrastructure that
enables us to perform every step of the drug discovery and early preclinical development process within our research
facility. Each of our primary areas of core expertise and technology are highlighted in the below illustration.

Our integrated drug discovery and development system and core technical expertise
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Collaborations and License Agreements

Gilead

In June 2019, we entered into a global strategic collaboration agreement with Gilead (as subsequently amended,
the Gilead Agreement) to discover, develop and commercialize a pipeline of targeted protein degradation drugs for patients
with cancer and other challenging diseases using our DELigase platform to identify novel agents that utilize E3 ligases to
induce degradation of five specified drug targets. In August 2019 and September 2022, we entered into the First
Amendment and the Second Amendment, respectively, to the Gilead Agreement to clarify certain language of the Gilead
Agreement.

Under the Gilead Agreement, Gilead has the option to license drug candidates directed to up to five targets
resulting from the collaboration and is responsible for the clinical development and commercialization of drug candidates
resulting from the collaboration. We retain the option to co-develop and co-promote, under a profit share structure, up to
two drug candidates in the United States, provided that we may only exercise such option once per licensed product and
Gilead retains the right to veto our option selection for any one drug candidate of its choice. The collaboration excludes our
current internal protein degradation programs for which we retain all rights, and also excludes our future internal programs,
provided that we have distinguished future programs as excluded from the scope of the collaboration. In March 2023,
Gilead exercised the option to exclusively license one target (Gilead License Option Exercise), the first development
candidate resulting from the Gilead Agreement. Pursuant to the Gilead Agreement, we received a license option exercise
payment of $20.0 million in April 2023 for the Gilead License Option Exercise.

Over time, Gilead may elect to replace the initial drug targets with other drug targets. For drug targets that are
subject to the collaboration, we are obligated to use commercially reasonable efforts to undertake a research program in
accordance with a research plan agreed to by the parties and established on a target-by-target basis. We have primary
responsibility under the Gilead Agreement for performing preclinical research activities (including target validation, drug
discovery, identification or synthesis) pursuant to a research plan. Each party will bear its own costs in the conduct of
research activities. Gilead will be responsible for any development, commercialization and manufacturing activities, unless
we exercise our co-development and co-promotion option. For those programs that we exercise our option to co-develop
and co-promote, we and Gilead will split U.S. development costs as well as U.S. profits and losses evenly, and we will be
eligible to receive royalties on net ex-U.S. sales and reduced milestone payments.
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Upon signing the Gilead Agreement, Gilead paid us an upfront payment of $45.0 million, plus $3.0 million in
additional fees. In addition, from the signing of the Gilead Agreement to November 30, 2023, we received payments of
$47.0 million for research milestones and additional payments and $20.0 million for a license option exercise payment. As
of November 30, 2023, we are eligible to receive up to approximately $2.3 billion in total additional payments based on
certain additional fees, payments and the successful completion of certain preclinical, clinical, development and sales
milestones. We also are eligible to receive mid-single digit to low tens percentage tiered royalties on annual net sales from
any commercial products directed to the optioned collaboration targets, subject to certain reductions and excluding sales in
the United States of any products for which we exercise our option to co-develop and co-promote, for which the parties
share profits and losses evenly.

Subject to earlier expiration in certain circumstances, the Gilead Agreement expires on a licensed product-by-
licensed product and country-by-country basis upon the later of (1) the expiration of the last to expire patent with a valid
claim covering the applicable licensed product in the applicable country, (2) the expiration of any regulatory exclusivity for
the applicable licensed product in the applicable country or (3) ten years after the first commercial sale of the applicable
licensed product in the applicable country covered by the Gilead Agreement, provided that the term for any profit-shared
licensed product in the United States will expire upon the expiration or termination of the applicable profit-share term as
set forth in an applicable profit-share agreement to be negotiated upon our exercise of our option to co-develop and co-
promote such licensed product. If Gilead does not exercise an option to license a drug candidate, then the Gilead
Agreement will terminate at the end of the last to expire option period.

Sanofi

In December 2019, we entered into a strategic collaboration with Genzyme Corporation, a subsidiary of Sanofi,
which became effective in January 2020 (as subsequently expanded and amended, the Sanofi Agreement), to discover,
develop and commercialize a pipeline of targeted protein degradation drugs for patients with challenging diseases in
multiple therapeutic areas using our DELigase platform to identify small molecules designed to induce degradation of three
specified initial drug targets. In January 2021, as part of the existing Sanofi Agreement, Sanofi paid us $22.0 million to
exercise its option to expand the number of targets in the Sanofi Agreement from three to a total of five targets.

In January 2021, we entered into the First Amendment to the Sanofi Agreement to modify the research term on all
targets. In December 2021, we entered into the Second Amendment to the Sanofi Agreement to extend the substitution
deadline on certain targets. In July 2022, we entered into the Third Amendment to the Sanofi Agreement to further extend
the substitution deadline on certain targets. Also in July 2022, Sanofi elected to replace certain drug targets, and the
substitution extended the research term of those targets by one year to 5.25 years. In August 2022 and November 2023, we
entered into the Fourth Amendment and Fifth Amendment, respectively, to the Sanofi Agreement to modify the research
plan for certain targets.

Under the Sanofi Agreement, Sanofi has exclusive rights and is responsible for the clinical development,
commercialization and manufacture of drug candidates resulting from the collaboration while we retain the option to co-
develop, co-promote and co-commercialize all drug candidates in the United States directed to up to two targets, one of
which must be selected from a list of targets designated at the execution of the Sanofi Agreement or any replacement of
such targets, and one of which must be selected from targets identified by Sanofi as part of their January 2021 expansion.
Our right to exercise our option to co-develop, co-promote and co-commercialize a given target is dependent on our ability
to demonstrate, within a given timeframe, that we have sufficient cash resources and personnel to commercialize the
product. The collaboration excludes our current internal protein degradation programs for which we retain all rights, and
also excludes our future internal programs, provided that we distinguished future programs as excluded from the scope of
the collaboration.

For drug targets that are subject to the collaboration, we have primary responsibility for conducting preclinical
research activities (including target validation, drug discovery, identification or synthesis) in accordance with the
applicable research plan agreed to by the parties and established on a target-by-target basis. We are obligated to use
commercially reasonable efforts to identify relevant target binders and targeted protein degraders in order to identify
development candidates. Subject to certain exceptions, each party will bear its own costs in the conduct of such research.
Sanofi will be responsible for any development and commercialization activities unless we exercise our co-development
and co-promotion option. For those programs that we exercise our option to co-develop, co-promote and co-commercialize,
we will be responsible for a portion of the U.S. development costs, and the parties will split U.S. profits and losses evenly,
and we will be eligible to receive royalties on ex-U.S. net sales and reduced milestone payments on such optioned products.
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Upon signing the Sanofi Agreement, Sanofi paid us an upfront payment of $55.0 million. Subsequently in January
2021, Sanofi paid us an additional $22.0 million to exercise its option to expand the number of targets beyond the initial
targets included in the collaboration. In addition, from the signing of the Sanofi Agreement to November 30, 2023, we
received payments of $7.0 million for research milestones. Additionally, we achieved two research milestones in
November 2023 and received payments totaling $4.0 million in January 2024 as a result. As of November 30, 2023, we are
eligible to receive up to approximately $2.5 billion in total additional payments based on certain additional fees, payments
and the successful completion of certain research development, regulatory and sales milestones, as well as mid-single digit
to low teen percentage tiered royalties on annual net sales of any commercial products that may result from the
collaboration, subject to certain reductions and excluding sales in the United States of any products for which we exercise
our option to co-develop and co-promote, for which the parties share profits and losses evenly.

Subject to earlier expiration in certain circumstances, the Sanofi Agreement expires on a licensed product-by-
licensed product or profit-shared licensed product-by-profit-shared licensed product basis and country-by-country basis
upon on the later of (1) the expiration of the last-to-expire patent with a valid claim covering the applicable licensed
product in the applicable country, (2) the expiration of any regulatory exclusivity for the applicable licensed product in the
applicable country or (3) ten years after the first commercial sale of the applicable licensed product in the applicable
country covered by the Sanofi Agreement.

Pfizer

In September 2023, we entered into a strategic collaboration with Seagen Inc. (now a part of Pfizer Inc.) (the
Pfizer Agreement) to develop a suite of targeted protein degraders against multiple targets nominated by Pfizer that are
suitable for antibody conjugation. Pfizer will be responsible for conjugating these degraders to antibodies to make
Degrader-Antibody Conjugates (DACs), a new class of medicines for use in cancer treatment, and advancing these DAC
drug candidates through preclinical and clinical development and commercialization.

Under the Pfizer Agreement, Pfizer has the option to obtain exclusive licenses to develop and commercialize
certain degraders, while we retain an option for U.S. profit sharing and co-promotion on two products arising from the
collaboration. The collaboration excludes our current internal protein degradation programs for which we retain all rights,
and also excludes our future internal programs, provided that we have distinguished future programs as excluded from the
scope of the collaboration.

For the targets nominated by Pfizer under the collaboration, we shall use commercially reasonable efforts to
identify, synthesize, characterize and deliver targeted protein degraders that selectively bind to and degrade such targets.
Development of licensed degraders, with the exception of licensed products for which we exercised our profit-share
options, will be at Pfizer’s sole cost and expense. For the profit-share products, the parties will share net profits and net
losses and global development costs, and we will be eligible to receive royalty and milestone payments on such optioned
products.

Under the terms of the Pfizer Agreement, we received an upfront payment of $60.0 million. We are eligible to
receive up to approximately $3.4 billion in contingent payments based on specified research, development, regulatory and
commercial milestones across multiple programs, and are eligible for mid-single to low double digit percentage tiered
royalties on future sales.

Subject to the exceptions described in the Pfizer Agreement, the Pfizer Agreement expires upon the first to occur
of (1) the expiration of the last-to-expire option exercise period under the Pfizer Agreement if no such option has been
exercised prior to such expiration and (2) the expiration of the last-to-expire royalty term under the Pfizer Agreement.

Manufacturing and Supply

We do not own or operate, and currently have no plans to establish, any facilities for product manufacturing,
packaging, storage and distribution, or testing. We rely on and expect to continue to rely on contract manufacturing
organizations (CMOs) for both drug substance and finished drug product. We have personnel or engaged consultants with
extensive technical, manufacturing, analytical and quality experience and good project management to oversee contract
manufacturing and testing activities. We have engaged third-party manufacturers to supply the drug substances for
NX-5948, NX-2127 and NX-1607 and to develop and manufacture finished drug products for use in our clinical trials.
Should any of these manufacturers become unavailable to us for any reason, we believe that there are a number of potential
replacements, although we may incur some delay in identifying and qualifying such replacements.
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All of our drug candidates are organic compounds of low molecular weight, generally called small molecules, but
which are larger than traditional small molecule therapeutics. We have selected these compounds not only on the basis that
they could have potentially favorable efficacy and safety profiles, but also for their ease of synthesis and the reasonable
cost of their starting materials. In particular, our lead drug candidates are manufactured using reliable and reproducible
synthetic processes from readily available starting materials. The chemistry is amenable to scale up and does not require
unusual equipment in the manufacturing process. We expect to continue to develop drug candidates that can be produced
cost-effectively at contract manufacturing facilities.

Competition

The biotechnology and biopharmaceutical industries are characterized by rapidly advancing technologies, intense
competition and a strong emphasis on intellectual property and proprietary products. While we believe that our technology,
development experience, scientific knowledge and intellectual property portfolio provide us with competitive advantages,
we face potential competition from many different sources, including major pharmaceutical, specialty pharmaceutical and
biotechnology companies, academic institutions, governmental agencies and public and private research institutions that
conduct research, seek patent protection and establish collaborative arrangements for research, development,
manufacturing, and commercialization. Not only must we compete with other companies that are focused on protein
modulation, but any drug candidates that we successfully develop and commercialize will compete with existing therapies
and new therapies that may become available in the future. Moreover, our industry is characterized by the existence of
large numbers of patents and frequent allegations of patent infringement.

Our focus is the discovery and development of innovative small molecules and antibody therapies designed to
modulate protein levels, including targeted protein degraders. Other companies that primarily focus on developing small
molecules that degrade target proteins include, but are not limited to, Arvinas, Inc., BioTheryX, Inc., C4 Therapeutics, Inc.,
Cullgen Inc., Foghorn Therapeutics Inc., Kymera Therapeutics, Inc. and Monte Rosa Therapeutics. Drug candidates from
our BTK degrader and CBL-B inhibitor programs may face competition from drugs with similar mechanisms of action. We
are aware of clinical-staged BTK degraders currently in development by AbbVie Inc., Accutar Biotechnology, Inc.,
BeiGene, Ltd, Haisco Pharmaceutical Group Co., Ltd. and Ubix Therapeutics, Inc. In addition, we are aware of a clinical-
staged CBL-B inhibitor currently in development by HotSpot Therapeutics, Inc.

Our lead drug candidates target hematologic cancers and immune-mediated diseases. The most common methods
of treating patients in oncologic indications are surgery, radiation and drug therapy, including chemotherapy, hormone
therapy and targeted drug therapy. There are a variety of available drug therapies marketed for cancer, including
hematologic cancers. In many cases, these drugs are administered in combination to enhance efficacy. 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 general, although there has been considerable progress over the past few decades in the treatment of cancer
and the currently marketed therapies provide benefits to many patients, these therapies all are limited to some extent in
their efficacy and frequency of adverse events, and none of them are successful in treating all patients. As a result, the level
of morbidity and mortality from cancer remains high.

In addition to currently marketed drugs, there are also several drug candidates in late-stage clinical development
for the treatment of oncologic indications and immune-mediated diseases. These products in development may provide
efficacy, safety, convenience and other benefits that are not provided by currently marketed therapies. As a result, they may
provide significant competition for any of our drug candidates for which we obtain market approval.

If any of our drug candidates are approved for the indications for which we currently are conducting clinical trials
or for which we expect to conduct clinical trials, they will compete with the foregoing therapies and the currently marketed
drugs and potentially any drugs in development. It is also possible that we will face competition from other biologic or
pharmaceutical approaches as well as from other types of therapies.
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Many of our current or potential competitors, either alone or with strategic partners, have significantly greater
financial resources and expertise in research and development, manufacturing, preclinical testing, conducting clinical trials,
obtaining regulatory approvals and marketing approved products than we do. These competitors also compete with us in
recruiting and retaining qualified scientific and management personnel and establishing clinical trial sites and patient
registration for clinical trials, as well as in acquiring technologies complementary to, or necessary for, our programs.
Mergers and acquisitions in the pharmaceutical and biotechnology 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. Our
commercial opportunity could be reduced or eliminated if our competitors develop and commercialize products that are
safer, more effective, have fewer or less severe side 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 generic products. There are generic products currently on the market for
certain of the indications that we are pursuing, and additional products are expected to become available on a generic basis
over the coming years. If our drug candidates are approved, we expect that they will be priced at a significant premium
over competitive generic products.

The key competitive factors affecting the success of all our programs, if approved, are likely to be their efficacy,
safety, convenience, price, level of generic competition and availability of reimbursement.

Intellectual Pro