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Forward-Looking Statements and Market Data

This Annual Report on Form 10-K, or Annual Report, contains forward-looking statements that involve substantial risks and uncertainties. All
statements other than statements of historical facts contained in this Annual Report, including statements regarding our strategy, future
operations, future financial position, future revenue, projected costs, prospects, plans, objectives of management and expected market growth,
are forward-looking statements. These statements involve known and unknown risks, uncertainties and other important factors that may cause
our actual results, performance or achievements to be materially different from any future results, performance or achievements expressed or
implied by the forward-looking statements.

The words anticipate, believe, estimate, expect, intend, may, plan, predict, project, target, potential, will, would,
similar expressions are intended to identify forward-looking statements, although not all forward-looking statements contain these identifying
words. These forward-looking statements include, among other things, statements about:

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

. our ability to advance our drug candidates into, and successfully complete, clinical trials;

. the ability of our drug candidates to be granted or to maintain Category 1 designation with the China Food
and Drug Administration;

. our reliance on the success of our clinical-stage drug candidates BGB-3111, BGB-A317, BGB-290 and
BGB-283 and certain other drug candidates;

. the timing or likelihood of regulatory filings and approvals;
. the commercialization of our drug candidates, if approved;
. our ability to develop sales and marketing capabilities;
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. the pricing and reimbursement of our drug candidates, if approved;
. the implementation of our business model, strategic plans for our business, drug candidates and technology;
. the scope of protection we are able to establish and maintain for intellectual property rights covering our

drug candidates and technology;

. our ability to operate our business without infringing the intellectual property rights and proprietary
technology of third parties;

. cost associated with defending intellectual property infringement, product liability and other claims;
. regulatory developments in the United States, China and other jurisdictions;
. the accuracy of our estimates regarding expenses, future revenues, capital requirements and our need for

additional financing;

. the potential benefits of strategic collaboration agreements and our ability to enter into strategic
arrangements;

. our ability to maintain and establish collaborations or obtain additional grant funding;

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

. developments relating to our competitors and our industry, including competing therapies;

. the size of the potential markets for our drug candidates and our ability to serve those markets;

. our ability to effectively manage our anticipated growth;
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our ability to attract and retain qualified employees and key personnel;
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. our expectations regarding the period during which we qualify as an emerging growth company under the
JOBS Act;
. statements regarding future revenue, hiring plans, expenses, capital expenditures, capital requirements and

share performance;

. the future trading price of the American Depositary Shares, or ADSs, and impact of securities analysts
reports on these prices; and

. other risks and uncertainties, including those listed under PartI Item 1A Risk Factors.

These forward-looking statements are only predictions and we may not actually achieve the plans, intentions or expectations disclosed in our
forward-looking statements, so you should not place undue reliance on our forward-looking statements. Actual results or events could differ
materially from the plans, intentions and expectations disclosed in the forward-looking statements we make. 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 and operating results. We have included important factors in the cautionary statements included in this Annual

Report, particularly in Part I Item 1A Risk Factors, that could cause actual future results or events to differ materially from the forward-looking
statements that we make. Our forward-looking statements do not reflect the potential impact of any future acquisitions, mergers, dispositions,

joint ventures or investments we may make.

You should read this Annual Report and the documents that we have filed as exhibits to the Annual Report with the understanding that our
actual future results may be materially different from what we expect. We do not assume any obligation to update any forward-looking
statements whether as a result of new information, future events or otherwise, except as required by applicable law.

This Annual Report includes statistical and other industry and market data that we obtained from industry publications and research, surveys and
studies conducted by third parties. Industry publications and third-party research, surveys and studies generally indicate that their information
has been obtained from sources believed to be reliable, although they do not guarantee the accuracy or completeness of such information. While
we believe these industry publications and third party research, surveys and studies are reliable, you are cautioned not to give undue weight to
this information.

Please see the Glossary of Scientific Terms on page 72 for definitions of scientific terms used in this Annual Report.
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PART I

Unless the context requires otherwise, references in this report to BeiGene, the Company, we, us, and our referto BeiGene, Ltd.
and its subsidiaries, on a consolidated basis.

Item 1. Business

Overview

We are a globally focused biopharmaceutical company dedicated to becoming a leader in the discovery and development of innovative,
molecularly targeted and immuno-oncology drugs for the treatment of cancer. We believe the next generation of cancer treatment will utilize
therapeutics both as monotherapy and in combination to attack multiple underlying mechanisms of cancer cell growth and survival. We further
believe that discovery of next-generation cancer therapies requires new research tools. To that end, we have developed a proprietary cancer
biology platform that addresses the importance of tumor-immune system interactions and the value of primary biopsies in developing new
models to support our drug discovery effort. Our strategy is to advance a pipeline of drug candidates with the potential to be best-in-class
monotherapies and also important components of multiple-agent combination regimens. Over the last five years, using our cancer biology
platform, we have developed clinical-stage drug candidates that inhibit the important oncology targets Bruton s tyrosine kinase, or BTK, RAF
dimer protein complex and PARP family of proteins, and an immuno-oncology agent that inhibits the immune checkpoint protein receptor PD-1.
Our drug candidates targeting BTK, RAF dimer and PARP have demonstrated early activity and favorable safety profiles in the dose-escalation
phases of clinical trials conducted in Australia and New Zealand, and our BTK and RAF dimer drug candidates are currently in the
dose-expansion phases of their respective clinical trials. Our PD-1 drug candidate is currently in the dose-escalation phase of our clinical trial in
Australia and New Zealand. As of March 25, 2016, our four clinical-stage drug candidates have been dosed in over 400 patients. We have
Investigational New Drug Applications, or INDs, in effect for our BTK and PD-1 inhibitors with the U.S. Food and Drug Administration, or
FDA, and have received approval of our Clinical Trial Application for our RAF dimer inhibitor from the China Food and Drug Administration,
or CFDA. Our research operations are in China, which we believe confers several advantages including access to a deep scientific talent pool
and proximity to extensive preclinical study and clinical trial resources through collaborations with leading cancer hospitals in China. Beyond
the substantial market opportunities we expect to have in the United States, Europe and Japan, we believe our location in China provides us the
opportunity to bring best-in-class monotherapies and combination therapeutics to our home market where many global standard-of-care
therapies are currently not approved or available. We have assembled a team of more than 240 individuals in China, the United States, and
Australia with deep scientific talent and extensive global pharmaceutical experience who are deeply committed to advancing our mission to
become a leader in next-generation cancer therapies.

We believe that oncology treatment has entered an era of revolutionary change in which cancer drugs will be used both as monotherapy and in
combination to attack multiple underlying mechanisms of cancer cell growth and survival. Due to breakthroughs in gene sequencing and
methods of tumor characterization, cancer is rapidly being redefined from a paradigm of classification based on tissue of origin, such as lung,
colorectal or ovarian, to one of specific molecular characteristics, such as abnormalities in HER2, BRCA, BRAF, ALK and EGFR genes and
proteins. As a result, many more specific disease subpopulations can be targeted for more effective treatment than has been possible in the past.
This ability to better classify cancers has allowed the development of molecularly targeted drugs that address specific cancer subpopulations and
provide high response rates in tumors with particular mutations. In addition, the development of immuno-oncology agents such as antibodies
targeting the CTLA-4 and PD-1 protein receptors and the PD-L1 protein has demonstrated the importance of the human immune system in
cancer therapy and the potential for high rates of more durable responses from agents that activate the immune system to identify and eliminate
tumors. We believe that the future of cancer therapy will involve combinations of molecularly targeted and immuno-oncology drugs tailored to
particular tumor sub-groups and have directed our research efforts at both types of drugs.
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Our belief that this fundamental shift was about to occur in cancer research led us early in our history to develop a cancer biology platform that
addresses the importance of tumor-immune system interactions and the value of primary tumor biopsies in developing new models. Our
proximity to leading cancer treatment centers in Beijing and our close relationships with clinicians who treat patients and perform biopsies and
surgeries at those centers have
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allowed us to develop an extensive collection of in vivo, ex vivo and in vitro cancer models. Given our belief that the human immune system can
play an important role in combating cancer and that future treatments will involve combination therapies, we have introduced elements of a
functional immune system into these models. Our proprietary models allow our research team to better select targets and to screen and evaluate
therapeutic agents we believe have significant potential alone or in combination for treating a variety of cancers. Our models are a key
component in the screening cascade we follow in our drug discovery effort and permit us to evaluate potential drug candidates in conditions that
much better approximate a patient s cancer at the time of treatment. This is particularly significant when drug discovery requires evaluation not
only of monotherapies but also multiple combinations and regimens targeting specific mutations while simultaneously immobilizing the
defenses cancer cells mount against the human immune system. We expect to continue investing in and enhancing our cancer biology platform
to further advance our capabilities for the discovery of drug candidates with best-in-class characteristics and the potential for use in
immuno-oncology combination therapies.

We have used our cancer biology platform to develop four clinical-stage drug candidates that we believe have the potential to be best-in-class or
first-in-class. In addition, we believe that each has the potential to be an important component of a drug combination addressing major unmet
medical needs. Our clinical-stage drug candidates include three molecularly targeted agents, BGB-3111, BGB-290 and BGB-283 and one
immuno-oncology agent, BGB-A317. BGB-3111 is a potent and selective small molecule inhibitor of BTK. BGB-290 is a highly selective small
molecule inhibitor of PARP1 and PARP2. BGB-283 is a small molecule designed to inhibit both the monomer and dimer forms of the RAF
kinase. For each of our molecularly targeted drug candidates, we have achieved proof-of-concept by demonstrating objective responses in the
defined patient populations. Our clinical-stage immuno-oncology agent, BGB-A317, is a humanized monoclonal antibody designed to act
against the immune checkpoint receptor, programmed cell death-1, or PD-1. In addition to our clinical-stage drug candidates, we have a robust
pipeline of preclinical programs and are planning to advance one or more of these programs into the clinic in the next 18 months. We have
granted exclusive licenses of the rights to develop and commercialize BGB-283 worldwide (outside of China) to Merck KGaA. We have all
commercial rights for all of our other clinical and preclinical drug candidates and programs.

Our research operations are in China, which we believe confers clinical, commercial and regulatory advantages. Our location provides us with
access to a deep scientific talent pool and proximity to extensive clinical trial resources through collaborations with leading cancer hospitals in
China. In addition, China accounts for approximately 20 25% of the world s cancer population and is experiencing rapid growth in the market for
cancer therapeutics. Currently, many global standard-of-care therapies are not approved or available in China, resulting in a significant need for
innovative therapeutics with strong efficacy and safety profiles for patients who are naive to such treatments. While we plan to seek worldwide
regulatory approval for our drug candidates, we also plan to seek expedited approval from the CFDA for our drug candidates as locally

developed (Category 1) drugs. Expedited approval of our drug candidates in China will address the current unmet need in China and further our
understanding and characterization of these drugs for approval in other markets.

We have a global team of approximately 240 employees and consultants, including a global research and development team of over 160
scientists, clinicians, and staff. Our team shares the vision of improving the lives of cancer patients globally and has built a scientifically-driven
and collaborative culture fostering both nimble and rational decision-making. Our management team and scientific advisory board have deep
experience and capabilities in biology, chemistry, drug discovery, clinical development, manufacturing and commercialization. Our scientific
advisory board is chaired by our co-founder Xiaodong Wang, Ph.D., a highly respected cancer scientist, member of the U.S. National Academy
of Sciences and the Chinese Academy of Sciences and head of China s National Institute of Biological Sciences. Our scientific advisory board
also includes Ronald Levy, M.D., Ph.D.; Neal Rosen, M.D., Ph.D.; Charles Sawyers, M.D.; David Schenkein, M.D.; Jedd Wolchok, M.D.,
Ph.D.; and Steve Young, Ph.D.

Since our inception in 2010, we have raised $170 million in private equity financing from our dedicated group of investors, including leading
healthcare-focused funds, major mutual funds, China-based funds and our founders. On February 8, 2016, we completed our initial public

offering and received net proceeds of approximately $166.6 million, after deducting underwriting discounts and offering expenses.
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Next Generation of Cancer Treatment

We believe that oncology treatment is rapidly evolving, offering patients the promise of high rates of more durable responses that improve
survival from weeks to years while avoiding the severe toxicities typically associated with chemotherapy. While these outcomes may
occasionally be achieved with monotherapy, we believe that the emergence of resistance is a major problem and that better outcomes will be
achievable by combining multiple drugs as it is done in treating infectious diseases.

The next generation of cancer therapies will be based, we believe, on advances in four areas:

. Reclassification of disease based on underlying molecular defect. Due to breakthroughs in gene
sequencing and methods of tumor characterization, cancer is increasingly being redefined from a paradigm of tumor
classification based on originating tissue type, such as lung, colorectal or ovarian, to one of characterization based on
the genetic aberrations and signature gene expression patterns, such as in HER2, BRCA, BRAF, ALK and EGFR. As
a result, many more disease subpopulations can be specifically targeted, resulting in more effective treatment than was
possible in the past. Disease classifications are substantially more sophisticated than 10 years ago, and we believe they
will become increasingly so in the future.

. Effective molecularly targeted therapy, but often limited durability. The ability to better understand the
mechanisms underlying cancer has allowed the development of effective drugs that target important molecular drivers
and generate high response rates in tumors with these drivers. Examples of approved drugs include gefitinib and
erlotinib for patients with EGFR mutations, crizotinib and ceritinib for patients with ALK translocations, and
vemurafenib and dabrafenib for patients with BRAF mutations. Unfortunately, in many of these cases, responses have
been relatively short-lived as cancers can develop alternative mechanisms to compensate and ultimately bypass these
drugs blockade of molecular signaling. For example, while 52% of previously treated metastatic melanoma patients
with BRAF V600E achieved an objective response once treated with vemurafenib, the median duration of response
was only 6.5 months.

. Immune checkpoint inhibitors have shown remarkable clinical benefit, demonstrating the power of the
immuno-oncology approach. Improved understanding of cancer immunology has led to the identification of critical
immune checkpoints i.e., mechanisms by which cancer cells evade the surveillance of the immune system. Inhibitors
of the immune checkpoints CTLA-4 and PD-1 have shown success in the clinic. Two PD-1 monoclonal antibodies,
nivolumab and pembrolizumab, have been approved by the FDA, for treating certain patients with metastatic
melanoma and in the case of nivolumab, squamous non-small cell lung cancer. The results from clinical trials with
several immune checkpoint inhibitors as monotherapy have shown at least a signal of efficacy in a wide spectrum of
cancers including melanoma, lung cancer, kidney cancer, head and neck cancer, liver cancer, bladder cancer, gastric
cancer, esophagus cancer, ovarian cancer, Hodgkin s lymphoma, diffuse large B-cell lymphoma, follicular lymphoma,
triple-negative breast cancer, and a subtype of colorectal cancer. In addition, these agents can be effective against
large tumors. In some tumors, including squamous and non-squamous non-small cell lung cancer, renal cell carcinoma
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and melanoma, randomized Phase 3 trials have reportedly demonstrated superior overall survival using PD-1
antibodies compared to chemotherapy. Although certain distinct toxicities associated with PD-1 and PD-L1 antibodies
have been observed, these agents have been generally well-tolerated.

. The need for and early promise of combination therapy. While clinical data with molecularly targeted
drugs as monotherapy have been encouraging, achieving a high rate of durable responses remains difficult in most
cancer types. Clinical results of immuno-oncology agents such as checkpoint inhibitors including PD-1, PD-L.1 and
CTLA-4 antibodies have been reported. However, objective responses have been achieved in only a minority of
unselected, solid tumor patients even in highly immunogenic tumors such as melanoma. Although the biological
mechanisms underlying combinations are not yet well understood, recent third-party clinical studies have
demonstrated the potential of combination therapy to achieve high tumor response rates, as are often seen with
targeted
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therapy, but with greater durability, as is seen with immuno-therapy agents. The combination of targeted and immuno-therapies may generate
durable responses with much better survival rates.

We believe that the industry-standard for cancer biology models has not evolved along with current oncology research and drug discovery and
thus is an insufficient framework from which to develop the next generation of oncology drugs we envision. In response, we have built a
comprehensive cancer biology platform specifically to address a new generation of cancer treatments.

Next-Generation Cancer Biology Platform

Fundamental changes in cancer research led us early in our history to develop a cancer biology platform that incorporates improved models and
processes better suited to drug discovery in the new world of immuno-oncology combinations and addresses the importance of tumor-immune
system interactions and the value of primary biopsies. Conventional models for oncology drug discovery have used cultured cell lines that are
often decades old and have characteristics that are not representative of the tumors in actual cancer patients. In addition, tumors from these cell
lines have been transplanted in immune-compromised hosts in commonly-used xenograft tumor models. Therefore, animal models utilizing
these cell lines have limited predictive value for new therapies. While animal models derived from surgical samples, such as patient-derived
xenograft models, or PDX models, are an improvement over the old cell lines, a surgical sample is unlikely to represent the state of the cancer at
the time of intended treatment. Because conventional models, including PDX models, require the use of immune-deficient animals, they cannot
mimic interactions between the tumor and the host immune system.

The cancer biology platform we developed enables us to test a large panel of tumor models for sensitivity to the drug candidates we generated,
identify drug-resistance mechanisms in many cancers, explore combination strategies and regimens, and improve our understanding of the
contributions of tumor micro- and macro-environments in cancer treatments.

Scientific Approach. Our platform brings together the following:

. Access to a broad array of primary patient biopsies and tissue samples, enabled by our proximity to and
partnerships with leading China-based oncology centers, allows us to build novel in vivo, ex vivo and in vitro models
that we believe more accurately represent patients cancer disease states at the time of treatment.

. Methods for better approximating the interactions between a tumor and a patient s immune system, including:

. Introduction of elements of the human immune system into our in vivo, ex vivo and in vitro models; and
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. Creation of a variety of novel assays to investigate the effects of drug combinations and study their impacts
on the human immune system and the tumor microenvironment.

. An effective screening cascade for oncology drug development that incorporates all of these elements.

Sustainable Leadership Position. We believe that our early recognition of the importance of tumor-immune system
interactions and the value of primary biopsies in developing new models for future cancer research has allowed us to
develop a proprietary cancer biology platform that provides significant competitive advantages in developing the next
generation of cancer therapeutics.
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We believe that several of these advantages are sustainable:

. Our close relationships with clinicians and our proximity to major oncology centers in China provide us
convenient and difficult-to-replicate access to primary tissue samples that greatly enhance the effectiveness of our
oncology models.

. Our time and effort in developing and validating new models and processes, through the commitment and
focus of our large scientific team, has allowed us to advance our capabilities meaningfully ahead of many current
cancer drug development approaches. Over the last five years, our team of over 50 biologists has been focused on the
continued development of our cancer biology platform.

. Our non-hierarchical structure and highly cooperative organizational culture allows us to access the
cross-functional capabilities needed to develop, maintain and continually improve our new generation cancer biology
platform.

Our robust preclinical and clinical pipeline demonstrates our significant commitment and ability to devote the necessary time, energy and
resources required to build, validate and continue to advance our cancer biology platform. Our platform has enabled us to advance four
candidates to the clinic and to become, we believe, one of only two companies today to wholly own both a clinical-stage BTK inhibitor and
PD-1 inhibitor and one of the few companies to have discovered and advanced to clinical stage, a PARP inhibitor and PD-1 inhibitor, or a BRAF
inhibitor and PD-1 inhibitor, for use as combination therapy. We believe that our cancer biology platform is critical to developing rational
combinations that enable us to become a leader in next-generation cancer therapies.

Our Products

We have used our cancer biology platform to develop four clinical-stage drug candidates that we believe have the potential to be best-in-class or
first-in-class. In addition, we believe that each has the potential to be an important component of a drug combination addressing major unmet
medical needs.

Moreover, we believe that compounds in our clinical and preclinical pipeline have the potential to be first-in-class therapeutics in China, and, as
locally developed compounds, to qualify for a separate, and potentially accelerated, regulatory path.

Over time, we intend to strengthen our position with additional drug combinations utilizing our own drugs and in some cases third-party drugs to
compete globally as first-in-combination and best-in-combination cancer therapies.

17
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Our Initial Clinical Candidates

We have a pipeline of four clinical-stage drug candidates. Based on preclinical and clinical data, we believe all of our drug candidates have the
potential of becoming, alone and in combination, demonstrably better than drugs currently approved to treat several types of cancers. We believe
our research team s discovery of these drug candidates and our extensive preclinical portfolio of drug candidates demonstrates the value of our
proprietary cancer biology platform.
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The following table summarizes our clinical pipeline:

(1) Limited collaboration with Merck KGaA.

(2) Partnered with Merck KGaA outside China.

BGB-3111 is a potent and highly selective small molecule BTK inhibitor. We are currently developing BGB-3111 as a
monotherapy and in combination with other therapies for the treatment of a variety of lymphomas. BGB-3111 has
demonstrated higher selectivity against BTK and higher exposure than ibrutinib, the only BTK inhibitor currently
approved by the FDA and the European Medicines Agency, or EMA.

We have completed the dose-escalation phase of our clinical trial in Australia, and we are currently conducting the dose-expansion phase in
patients with different subtypes of B-cell malignancies, including chronic lymphocytic leukemia, diffuse large B-cell lymphoma, follicular

lymphoma, mantle cell lymphoma, marginal zone lymphoma and Waldenstrom s Macroglobulinemia. We have initiated a combination
trial with obinutuzumab, an anti-CD20 monoclonal antibody recently approved for chronic lymphocytic leukemia in
the United States. We have dosed over 100 patients with BGB-3111 in monotherapy and combination trials as of
March 25, 2016. In the completed dose-escalation phase of our clinical trial, no protocol-defined dose-limiting
toxicities, or treatment discontinuations due to drug-related adverse events were observed. BGB-3111 achieved up to
approximately a 3.5- to 7-fold higher exposure level than the approved doses of ibrutinib. Proof-of-concept has been

19



Edgar Filing: BeiGene, Ltd. - Form 10-K

established for BGB-3111 with clinical data indicating that BGB-3111 is a potent BTK inhibitor with objective
anti-tumor activity observed in multiple types of lymphomas starting at the lowest dose tested, 40 mg once daily, or
QD. In addition, sustained BTK occupancy was achieved in the lymph node for both 320 mg QD and 160 mg twice
daily, or BID, dosing regimens.

We plan to advance BGB-3111 to global registration studies in 2016, pending feedback from regulatory authorities. In addition to monotherapy
studies and a combination trial with obinutuzumab, we plan to initiate a combination trial of BGB-3111 with BGB-A317, our proprietary PD-1
monoclonal antibody, in blood-borne and solid organ tumors.
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We also filed a Clinical Trial Application in China in December 2014 and received CTA approval in February 2016 for all phases of clinical
testing. We believe that BGB-3111 is the first BTK inhibitor being developed in China under the domestic regulatory pathway to enter the clinic.
We plan to initiate registration studies for BGB-3111 in China in 2016.

BGB-A317 is a humanized monoclonal antibody against the immune checkpoint receptor PD-1. We are developing
BGB-A317 as a monotherapy and as a combination agent for various solid-organ and blood-borne cancers. PD-1 is a
cell surface receptor that plays an important role in down-regulating the immune system by preventing the activation
of certain types of white blood cells called T-cells. PD-1 inhibitors remove the blockade of immune activation by
cancer cells.

We believe BGB-A317 is differentiated from the currently approved PD-1 antibodies with the ability to bind Fc gamma receptor I, or Fc RI,
specifically engineered out, and we believe this could potentially result in improved activities. In addition, BGB-A317 has a unique binding
signature to PD-1 with high affinity and superior target specificity.

We are evaluating BGB-A317 in the ongoing dose-escalation phase of our clinical trial in relapsed or refractory solid tumor patients and a
combination trial with our PARP inhibitor, BGB-290, in Australia. We have dosed over 100 patients as of March 25, 2016.

With an ongoing clinical trial in Australia, we believe that BGB-A317 is the first PD-1 antibody being developed in China under the domestic
regulatory pathway to enter the clinic.

BGB-290 is a molecularly targeted, orally available, potent and highly selective inhibitor of PARP1 and PARP2. We
are currently developing BGB-290 as a monotherapy and in combination with other therapies for the treatment of
homologous recombination deficient cancers, which are cancers that contain abnormalities in their DNA molecule
repair mechanisms, making these cancers particularly sensitive to PARP inhibitors. On February 2, 2016, we initiated
a trial with BGB-290 in combination with BGB-A317 for the treatment of cancers with mutations in the BRCA gene
or deficiencies in homologous recombination or mismatch repair, including ovarian, breast, prostate, colorectal, and
pancreatic cancers, as well as platinum-sensitive ovarian cancer. We plan to initiate combination trials with
chemotherapies for the treatment of gastric cancer, small cell lung cancer, and glioblastoma.

We believe BGB-290 has the potential to be differentiated from other PARP inhibitors, including olaparib, the only PARP inhibitor currently
approved by the FDA and the EMA, in terms of selectivity, DNA-trapping activity, oral bioavailability and brain penetration.

We are evaluating BGB-290 in the ongoing dose-escalation phase of our clinical trial in Australia. We have dosed over 50 patients with
BGB-290 in monotherapy and combination trials as of March 25, 2016. Initial analysis of data from this trial has shown BGB-290 to be
well-tolerated. Proof-of-concept has also been established, with anti-tumor activity seen starting at the lowest tested dose and data suggestive of
a wide therapeutic window.
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With an ongoing clinical trial in Australia, we believe BGB-290 is the first PARP inhibitor being developed in China under the domestic
regulatory pathway to enter the clinic.

BGB-283 is a small molecule RAF inhibitor. We are currently developing BGB-283 as a monotherapy and in
combination with other therapies for the treatment of cancers with aberrations in the mitogen-activated protein kinase,
or MAPK, pathway, including BRAF mutations and KRAS/NRAS gene mutations where first generation BRAF
inhibitors are not effective. The MAPK pathway is a chain of proteins in the cell that communicates a signal from a
receptor on the surface of the cell to the DNA in the nucleus of the cell. This pathway plays an essential role in
regulating cell proliferation and survival and is described in more detail in the section titled ~ Product

Pipeline BGB-283, RAF Dimer Inhibitor Mechanism of Action. We intend to develop BGB-283 to treat various
malignancies, including colorectal cancer, non-small cell lung carcinoma, endometrial cancer, ovarian cancer,
pancreatic cancer and papillary thyroid carcinoma. We believe BGB-283 has the potential to be a first-in-class RAF
dimer inhibitor globally.

Currently approved first-generation BRAF inhibitors, vemurafenib and dabrafenib, are only active against the BRAF monomer. However,
dimerization has been reported to be one of the key mechanisms of resistance to first generation BRAF inhibitors. BGB-283 inhibits not only the
monomer but also the dimer forms of BRAF. BGB-283

22



Edgar Filing: BeiGene, Ltd. - Form 10-K

Table of Contents

has also shown encouraging results as a monotherapy and in combination therapy in our proprietary preclinical models including KRAS-driven
tumors where first generation BRAF inhibitors are not effective.

We have completed the dose-escalation phase, and we are currently conducting the dose-expansion phase of our clinical trial in Australia and
New Zealand in a broad range of patient populations, including BRAF mutated melanoma, thyroid cancer, colorectal cancer, non-small cell lung
cancer and other non-BRAF mutated tumors as well as KRAS/NRAS mutated endometrial cancer, colorectal cancer, non-small cell lung cancer
and other KRAS/NRAS mutation bearing cancers, where first-generation BRAF inhibitors have not been effective. We have also initiated the
dose-escalation phase of our clinical trial in China. We have dosed a total of 129 patients in Australia, New Zealand, and China as of January 15,
2016. Initial analysis of data from these trials has shown BGB-283 to be well-tolerated with a favorable safety profile. We have achieved
proof-of-concept in a range of cancers including those with KRAS and BRAF mutations.

We received approval of our Clinical Trial Application for BGB-283 in China on July 16, 2015 and patient dosing in the dose-escalation phase
of our clinical trial in China has been initiated. We believe that BGB-283 is the first BRAF inhibitor to enter the clinic in China under the
domestic regulatory pathway. We have granted exclusive licenses for the rights to develop and commercialize BGB-283 to Merck KGaA
worldwide (outside China). We are currently conducting all clinical development and will continue to do so until Merck KGaA exercises its
Continuation Option as further described in the section titled ~ Collaboration with Merck KGaA.

Our Preclinical Programs

Our proprietary cancer biology platform has also allowed us to develop several preclinical-stage drug candidates in potentially important areas.
These currently consist of targeted therapies and immuno-oncology agents including a PD-L.1 monoclonal antibody, an additional RAF dimer
inhibitor, a TIM-3 cell surface protein monoclonal antibody, and a BTK inhibitor for non-oncology indications. We anticipate advancing one or
more of our preclinical assets into the clinic in the next 18 months. We believe we have the opportunity to combine our PD-1 monoclonal
antibody with other clinical-stage and preclinical candidates in our pipeline portfolio to target multiple points in the cancer immunity cycle.

Merck KGaA Collaboration

We have granted exclusive licenses to the rights to develop and commercialize BGB-283 to Merck KGaA worldwide (outside of China). We
have not granted commercial rights to our other drug candidates and retain exclusive rights to BGB-283 in China. In the area of BRAF, we are
limited from competing within the licensed individual patents for BGB-283, but are otherwise free to develop drug candidates directed to those
targets and have active programs in those areas. We also have a limited collaboration with Merck KGaA on our BGB-290 PARP program. For
more information on our collaborations with Merck KGaA, please see the section titled ~ Collaboration with Merck KGaA.

Regulatory Framework and Structural Advantages of Being a China-Based Research and Development Organization

We believe that basing our research and development effort in China offers important regulatory advantages that differentiate us from most
multinational biopharmaceutical and biotechnology companies. These advantages include the following:
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. Potential for more rapid approval in the world s second largest commercial market, China, due to a separate
regulatory framework for locally developed drug candidates. This faster and more efficient pathway to approval
creates the potential for our drug candidates to be first-in-class locally and to obtain approval in China prior to
ex-China developed candidates. By developing our compounds preclinically and manufacturing them in China, we
have the ability to seek product approval from the CFDA as a domestic Category 1 drug. This domestic Category 1
designation allows us to use a faster route for bringing our products to market than the Category 3 regulatory process
available to multinational companies with drugs approved for marketing by major foreign drug regulatory authorities,
such as the FDA or EMA. We believe the Category 1 regulatory pathway will allow us to provide patients in China
more rapid access to safe and effective cancer therapies.

10
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. The opportunity to supplement and accelerate global clinical development by accessing the Category 1 China
local regulatory path for locally developed drug candidates to enable more rapid clinical trial enrollment from a pool
of approximately 20 25% of the world s cancer patients. The prevalence rates for some cancers, such as lung, gastric,
liver and esophageal are higher in China, and for others, such as breast and cervical, are lower.

. Currently, many global standard-of-care therapies are not approved or available in China, resulting in a
significant need for innovative therapeutics with strong efficacy and safety profiles. As a result, we believe there is a
higher likelihood that drug candidates that have demonstrated proof-of-concept in the clinic and become qualified for
the Category 1 regulatory pathway will receive regulatory approval in China.

We believe our strategy and approach is aligned with the Chinese government s policies, and we intend to continue to work with local authorities
to bring innovative therapeutics to patients in China as quickly as possible.

In August 2015, the Chinese State Council, or State Council, issued a statement, Opinions on reforming the review and approval process for
pharmaceutical products and medical devices, that contained several potential policy changes that could benefit the pharmaceutical industry:

. A plan to accelerate innovative drug approval with a special review and approval process, with a focus on
areas of high unmet medical needs, including drugs for HIV, cancer, serious infectious diseases, orphan diseases and
drugs on national priority lists.

. A plan to adopt a policy which would allow companies to act as the marketing authorization holder and to
hire contract manufacturing organizations to produce drug products.

. A plan to improve the review and approval of clinical trials, and to allow companies to conduct clinical trials
at the same time as they are in other countries and encourage local clinical trial organizations to participate in
international multi-center clinical trials.

In November 2015, the CFDA released Circular Concerning Several Policies on Drug Registration Review and Approval, or the No. 230
Circular, which further clarified the following policies potentially simplifying and accelerating the approval process of clinical trials:

. A one-time umbrella approval procedure allowing approval of all phases of a new drug s clinical trials at
once, rather than the current phase-by-phase approval procedure, will be adopted for new drugs clinical trial
application.
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. A fast track drug registration or clinical trial approval pathway will be available for the following
applications: (1) registration of innovative new drugs treating HIV, cancer, serious infectious diseases and orphan
diseases; (2) registration of pediatric drugs; (3) registration of geriatric drugs and drugs treating China-prevalent
diseases; (4) registration of drugs sponsored by national science and technology grants; (5) registration of innovative
drugs using advanced technology, using innovative treatment methods, or having distinctive clinical benefits; (6)
registration of foreign innovative drugs to be manufactured locally in China; (7) concurrent applications for new drug
clinical trials which are already approved in the United States or European Union or concurrent drug registration
applications for drugs which have applied for marketing authorization and passed onsite inspections in the United
States or European Union and are manufactured using the same production line in China; and (8) clinical trial
applications for drugs with urgent clinical need and patent expiry within three years, and marketing authorization
applications for drugs with urgent clinical need and patent expiry within one year.

11
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In February 2016, the CFDA released the Opinions on Priority Review and Approval for Resolving Drug Registration Applications Backlog,
which further clarified the following policies potentially accelerating the approval process of certain clinical trials or drug registrations which
may benefit us:

. A fast track drug registration or clinical trial approval pathway will be available for the following drug
registration applications with distinctive clinical benefits: (1) registration of innovative drugs not sold within or
outside China; (2) registration of innovative drug transferred to be manufactured in China; (3) registration of drugs
using advanced technology, using innovative treatment methods, or having distinctive treatment advantages;

(4) clinical trial applications for drugs patent expiry within three years, and marketing authorization applications for
drugs with patent expiry within one year; (5) concurrent applications for new drug clinical trials which are already
approved in the United States or European Union, or concurrent drug registration applications for drugs which have
applied for marketing authorization and passed onsite inspections in the United States or European Union and are
manufactured using the same production line in China; (6) traditional Chinese medicines (including ethnic medicines)
with clear position in prevention and treatment of serious diseases; and (7) registration of new drugs sponsored by
national key technology projects or national key development projects.

. A fast track drug registration approval pathway will be available for the following drugs registration
application with distinctive clinical benefits for prevention and treatment of HIV, phthisis, virus hepatitis, orphan
diseases, cancer, children s diseases, and geriatrics.

In March 2016, the CFDA released a circular, CFDA Announcement on Reforms of Pharmaceutical Registration Classification, which outlined
the re-classifications of drug applications. Under the new categorization, innovative drugs that have not been approved either in or outside China
remain Category 1, while drugs approved outside China seeking marketing approval in China are now Category 5.

The CFDA is soliciting public opinions on detailed policies regarding fast track clinical trial approval and drug registration pathway, and we
expect that the CFDA review and approval process will improve over time.

Regulatory Framework for Novel Drugs in China

The CFDA categorizes domestically-manufactured innovative drug applications as Category 1 and imported innovative drug applications as
Category 3. Until a recent CFDA announcement issued on March 4, 2016, these different types of applications were known as Category 1 and
Category 3 applications, respectively.

Most Chinese companies applications are filed in Category 1 if the drug has not already been approved by the FDA or EMA. Most multinational
pharmaceutical companies drug registration applications are filed in Category 3.
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These two categories have distinct approval pathways as discussed below.

Domestic Innovative Drug Registration Process

For domestically manufactured innovative drug applications, companies are required to obtain approval of a Clinical Trial Application before
conducting Phase 1 clinical trials in China. The domestic innovative drug registration pathway has a fast track review and approval mechanism if
the drug candidate is on a national priority list. We believe the local drug registration process is a faster and more efficient path to approval in
the Chinese market than Category 3.

Imported Innovative Drug Registration Process

For a drug that has received marketing approval in other countries, but is not yet approved in China, in order to market an imported drug in
China, companies must apply for an Import Drug License, or IDL, after the drug has received marketing approval and a Certificate of
Pharmaceutical Product, or CPP, from a major foreign drug regulatory authority, such as the FDA or EMA. Compared with the domestic
innovative registration process, the imported innovative drug registration process is more complex and evolving.

12

28



Edgar Filing: BeiGene, Ltd. - Form 10-K

Table of Contents

The first step in the process after receipt of a CPP, is to obtain approval of a Clinical Trial Application to conduct registration studies. A
pharmacokinetic study in Chinese subjects is also required. Once this study is completed, the applicant must submit the clinical data package to
the CFDA along with other required information for the issuance of an IDL. The total IDL approval process has typically taken more than five
years from the receipt of foreign marketing approval.

Currently, the most common strategy for multinational companies is using multi-regional clinical trial, or MRCT, data to support IDL approval.
Companies can apply to conduct these MRCTs prior to receiving global regulatory approval, with China as a subset within a broader MRCT.
However, these MRCTs are often not designed in a way that accounts for the unique characteristics of the Chinese patient population and local
standards of care. If the MRCT data does not meet the CFDA s registration requirements, the company may be required to conduct additional
local clinical trials that can potentially delay market access in China for imported drugs by an additional three to four years.

The Chinese State Council and the CFDA have recently issued several statements and circulars aimed at improving and accelerating the new
drug approval process in general. These include the August 2015 statement issued by the State Council, Opinions on reforming the review and
approval process for pharmaceutical products and medical devices; the November 2015 CFDA No. 230 Circular, Circular Concerning Several
Policies on Drug Registration Review and Approval; February 2016 CFDA Circular, Opinions on Priority Review and Approval for Resolving
Drug Registration Applications Backlog; and the March 2016 CFDA No. 51 Circular, Announcement on Reforms of Pharmaceutical
Registration Classification issued by the CFDA on March 4, 2016. In the March 4, 2016 CFDA announcement, the drugs approved outside
China seeking marketing approval in China are now called Category 5. We believe these new regulatory initiatives will likely accelerate the
approval process for new drugs, including those marketed in other countries but not yet in China. However, how and when this approval process
will be changed is still subject to further policies to be issued by the CFDA and is currently uncertain.

Our drug candidates are all new therapeutic agents and we have built research and development, clinical trial capabilities, and commercial
manufacturing facilities in China. As a result, we expect that all of our current drug candidates will fall within the Category 1 application
process. For example, we filed a Clinical Trial Application for BGB-283 as Category 1 and recently received CFDA approval for conducting
clinical trials in China. In July 2015 the CFDA approved our Clinical Trial Application including all phases of our clinical trials for BGB-283. In
February 2016 the CFDA approved our Clinical Trial Application including all phases of our clinical trials for BGB-3111. We have filed similar
Clinical Trial Applications for BGB-290 and BGB-A317.

Commercial Opportunities in China

In addition to the structural and clinical advantages afforded to us by basing our research and development operations in China, we see an
attractive and growing commercial oncology opportunity in our home market. We continue to retain commercial rights in China for all four of
our clinical programs and all preclinical programs.

China s Pharmaceutical Market

China s pharmaceutical market has grown robustly and replaced Japan as the second largest pharmaceutical market in 2013, according to IMS
Health. According to the IMS Market Prognosis published in March 2015, the Chinese pharmaceutical market was $109 billion in 2014, as
compared to a $373 billion U.S. pharmaceutical market in 2014, and is expected to grow at a compound annual growth rate, or CAGR, of 9.3%
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over the next five years reaching $171 billion by 2019. The growth of the Chinese pharmaceutical market is attributable, in particular to:

. An aging population, modern diet, lack of exercise and environmental issues that are increasing the
prevalence of chronic diseases.

. Increases in disease prevalence, awareness, diagnostics and treatment rates.

. The continuous and rapid increase of personal disposable income and the establishment of basic national
health insurance coverage; making health care more accessible to more patients.

13
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China provides an opportunity to access largely untapped clinical trial pools and develop drugs for a population for whom global standard of
care therapies are not available. China has nearly a quarter of the world s cancer patient population and one third to half of cancer patients in
certain tumor types are in China.

Note: Data from World Health Organization (2012). * New cancer incidences estimated to increase to $19 and $25 million in 2025 and 2035,
respectively.

The oncology market in China is estimated to have grown at a CAGR of 24% in the last decade through 2014. In recent years, sales of targeted
therapy drugs in retail channels have increased rapidly. Although expensive targeted therapy drugs are not included in basic national healthcare
insurance and have historically had very little coverage by provincial insurance plans, the targeted therapy drug market has continued to grow
rapidly despite being an out-of-pocket market. This growth is attributable to patients needs, willingness to pay and newly launched drugs.

14
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2014 revenue for targeted oncology therapies in China (USD in millions) and two year historical CAGRs

Source: CFDA Southern Medicine Economic Research Institute

Introduction of Reimbursement

The State Council requires central and provincial authorities across the PRC to promote a medical insurance program for major illnesses. By the
end by 2015, all urban and rural residents covered by basic medical insurance programs are required to be covered by the insurance program for
major illnesses, according to a State Council policy issued on July 28, 2015. As a complement to basic insurance programs, this program is
required to cover at least 50% of the medical cost incurred in connection with treating major illnesses and is supplemental to basic insurance
programs. The State Council now requires provincial authorities to increase reimbursement rates over the next three years.

32



Edgar Filing: BeiGene, Ltd. - Form 10-K

According to the PRC Central Government s guidance issued in March 2015, each province will decide which drugs to include in its provincial
major illness reimbursement lists and the percentage of reimbursement, based on local funding. For example, Zhejiang province, located in the
Yangtze river delta area with a population of 55 million, announced its provincial major illness drug reimbursement list in early 2015. The list
includes 31 high-priced drugs, 15 of which are targeted therapy agents for cancer, including Glivec, Ireesa, Erbitux, Herceptin, and Rituxan.
Although it will take three years to establish comprehensive national coverage, the affordability of the high-priced, novel cancer agents to
Chinese patients will improve significantly and the targeted therapy market is expected to enter a rapid growth period.
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Our Mission and Strategy

Our mission is to become a global leader in the discovery and development of innovative, molecularly targeted and immuno-oncology drugs for
the treatment of cancer. To achieve our mission, we intend to pursue the following strategies:

. Rapidly advance our pipeline programs through global development. In the next 12 months, we plan to
make significant advances within our clinical-stage pipeline. For BGB-3111, we have initiated a monotherapy
dose-expansion trial for a variety of lymphomas. For BGB-A317, we plan to initiate a monotherapy dose-expansion
trial for various cancers. For BGB-290, we plan to initiate a monotherapy dose-expansion trial in selected tumor types
that may have sensitivity to PARP inhibition. For BGB-283, we have initiated a monotherapy dose-expansion trial for
a variety of BRAF, KRAS and NRAS mutated cancers. For BGB-3111 and BGB-283, we will continue to enroll
multiple expansion cohorts and significantly increase the number of sites globally participating in these trials. We also
have a robust pipeline of preclinical programs, and are planning to advance one or more of these programs into the
clinic in the next 18 months.

. Pursue global development of combination therapies. We believe our ownership of both molecularly
targeted and immuno-oncology drugs puts us in an advantageous position to develop potentially best-in-combination
or first-in-combination therapies that could produce high rates of more durable responses in patients. We have four
clinical-stage, independently discovered drug candidates in important and combinable molecularly targeted and
immuno-oncology drug classes including BTK inhibitor, PD-1 inhibitor, PARP inhibitor and RAF dimer inhibitor. We
believe that we are one of only two companies today to wholly own both a clinical-stage BTK inhibitor and

PD-1 inhibitor and one of the few companies to have discovered, and advanced to clinical stage, a PARP inhibitor and
PD-1 inhibitor, or a BRAF inhibitor and PD-1 inhibitor, for use as combination therapy. In addition to monotherapy
trials, we are planning combination trials using internally discovered drug candidates as well as third-party agents. For
BGB-3111, in January 2016 we initiated a combination trial with the anti-CD20 antibody, obinutuzumab, and we plan
to initiate a combination trial with BGB-A317. For BGB-283, we plan to initiate combination trials with other agents
such as chemotherapy and BGB-A317. For BGB-290, we plan to initiate a combination trial with temozolomide and
initiated a combination trial with BGB-A317 on February 2, 2016. For BGB-A317, in addition to our combination
trial with BGB-290, we plan to initiate combination trials with our other clinical-stage molecularly targeted drug
candidates.

. Continue to use our cancer biology platform to discover additional candidates with best-in-class
characteristics and potential for use in rational combinations. We plan to use our cancer biology platform to
discover additional drug candidates with the potential to be best-in-class monotherapies and also important
components of multiple-agent combination regimens. In the last five years, we have been successful in discovering
four clinical stage and numerous promising preclinical drug candidates. By further investing in and improving our
cancer biology platform, we expect that the platform will continue to help us select relevant drug targets, identify
potential best-in-class drug candidates and develop regimens for rational drug combinations.
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. Bring transformative oncology therapeutics to our home market in China. We are committed to
addressing the needs of cancer patients in our home market. China is one of the largest and fastest growing markets

for cancer drugs worldwide, representing approximately 20 25% of the world s cancer population and an even greater
proportion in lung, liver, and gastric cancers. Because many global standard-of-care therapies are not currently
approved and available in China, there is a significant unmet need for innovative cancer drugs for patients who are
naive to such treatments. In addition, focusing on cancer types of high prevalence in China will aid our global
development efforts in these indications. We plan to seek approval from the CFDA for our cancer drugs as domestic
Category 1 drugs and strive to have our drug candidates selected and listed as national priorities. The ability to launch
our cancer drugs in our home market, which has a large patient population, will also help us establish broad safety and
efficacy profiles for each drug, enabling us to build a full portfolio for future drug combinations.
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. Maintain our culture as we grow our business globally. We believe our science-driven, cooperative and
non-hierarchical culture is a key strength of our organization and will continue to be instrumental to our success. As
an innovative biotechnology company with research facilities in China, we have been able to attract an internationally
trained research team of over 110 talented scientists. Many members of our team moved back to China from other
countries to join us because they share our goals of advancing the discovery and development of drugs in China and of
working with Chinese clinicians to treat their patients with innovative and effective drugs not currently available to
them. We intend to maintain our patient-focused and research-driven culture as we discover and develop new drugs
for China and the rest of the world.

. Retain the value of our pipeline in our core focus area of oncology. We currently collaborate with Merck
KGaA on our BGB-283 program, but retain exclusive development and commercial rights in China, subject to certain
non-compete restrictions. Additionally, we currently retain all worldwide development and commercial rights for our
other clinical and preclinical therapeutics. We also have a limited collaboration with Merck KGaA on our BGB-290
PARP program. We intend to protect our ability to direct global preclinical studies and clinical trials for our drug
candidates as monotherapy and combination therapy and to maintain exclusive rights in our home market. However,
we may opportunistically evaluate additional collaboration opportunities that could increase the value of our programs
by accessing the expertise or infrastructure of strategic collaborators or by developing drug candidates with potential
applications outside of our strategic focus on cancer.

Product Pipeline

BGB-3111, Bruton s Tyrosine Kinase Inhibitor

BGB-3111 is a potent and highly selective small molecule BTK inhibitor. We are currently developing BGB-3111 as a monotherapy and in
combination with other therapies for the treatment of a variety of lymphomas. BGB-3111 has demonstrated higher selectivity against BTK than
ibrutinib, the only BTK inhibitor currently approved by the FDA and EMA and appears to exhibit greater target inhibition as well.

We have completed the dose-escalation phase of our clinical trial in Australia, and we are currently conducting the dose-expansion phase in
patients with select lymphoid malignancies including chronic lymphocytic leukemia, diffuse large B-cell lymphoma, follicular lymphoma,

mantle cell lymphoma, marginal zone lymphoma and Waldenstrém s Macroglobulinemia. We have initiated a combination study with
obinutuzumab, an anti-CD20 monoclonal antibody recently approved for chronic lymphocytic leukemia in the United
States. We have dosed over 100 patients with BGB-3111 in monotherapy and combination trials as of March 25,
2016. In the completed dose-escalation phase of our clinical trial, no protocol-defined dose-limiting toxicities, or
treatment discontinuations due to drug-related adverse events were observed. BGB-3111 achieved up to
approximately a 3.5- to 7-fold higher exposure level than the approved doses of ibrutinib. Proof-of-concept has been
established for BGB-3111 with clinical data indicating that BGB-3111 is a potent BTK inhibitor with objective
anti-tumor activity observed in multiple types of lymphomas starting at the lowest dose tested, 40 mg QD.
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Mechanism of Action

BTK is a key component of the B-cell receptor, or BCR, signaling pathway and is an important regulator of cell proliferation and cell survival in
various lymphomas. BTK inhibitors block BCR-induced BTK activation and its downstream signaling, leading to growth inhibition and cell
death in certain malignant white blood cells called B-cells. BGB-3111 is an orally active inhibitor of BTK that covalently binds to the cysteine
Cys-481 of BTK, resulting in irreversible inactivation of the kinase. Nine other kinases in the human genome, including ITK, EGFR and JAK3,
contain this similar cysteine residue. It has also been shown that BTK inhibitors can inhibit solid tumor growth by regulating the tumor
microenvironment in preclinical animal models.

Market Opportunity

Lymphomas are a group of blood-borne cancers involving lymphatic cells of the immune system. They can be broadly categorized into
non-Hodgkin s lymphomas, chronic B-cell leukemias, predominantly chronic lymphocytic leukemia, and acute B-cell leukemias. Depending on
the origin of the cancer cells, lymphomas are also characterized
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as B-cell or T-cell lymphomas. B-cell lymphomas make up approximately 85% of non-Hodgkin s lymphomas and comprise a variety of specific
diseases involving B-cells at differing stages of maturation or differentiation. Preliminary data from animal models involving BGB-3111 and
third-party BTK inhibitors also suggest potential applications in solid tumors and inflammatory diseases, which could substantially expand our
market opportunity.

Current Therapies and Limitations

Conventional methods of treatment of lymphomas vary according to the specific disease or histology, but generally include chemotherapy,
antibodies directed at CD20, and, less frequently, radiation. Recently, significant progress has been made in the development of new therapies
for lymphomas, including BCR signaling inhibitors, primarily with the BTK inhibitor ibrutinib and the PI3K delta inhibitor idelalisib. In
addition, there are other inhibitors of BCR signaling pathways in development, such as PI3K delta/gamma, IRAK4 and SYK.

The BTK inhibitor ibrutinib was first approved by the FDA in 2013 for the treatment of patients with mantle cell lymphoma who have received
at least one prior therapy. Since 2013, ibrutinib has received supplemental FDA approvals for the treatment of patients with chronic lymphocytic
leukemia who have received at least one prior therapy, chronic lymphocytic leukemia patients with 17p deletion, and patients with

Waldenstrom s Macroglobulinemia. Ibrutinib is also approved by the EMA for treatment of patients with relapsed or refractory mantle cell
lymphoma, patients with chronic lymphocytic leukemia who have received at least one prior therapy, or first line in chronic lymphocytic
leukemia patients with 17p deletion or TP53 gene mutation and are unsuitable for chemoimmunotherapy. The EMA has also accepted an
application for potential label expansion for patients with Waldenstrém s Macroglobulinemia. Ibrutinib has subsequently been approved in over
40 countries, but not China. Reported U.S. sales of ibrutinib were $492 million in 2014, the first full year after launch, and $267 million in the
third quarter of 2015. In addition to the approved indications, positive Phase 3 results have been announced for ibrutinib in treatment-naive
chronic lymphocytic leukemia or small lymphocytic lymphoma patients aged 65 or older. Clinical data also suggest that ibrutinib has activity in
other common lymphomas, such as diffuse large B-cell lymphoma and follicular lymphoma.

Despite the clinical and commercial success of ibrutinib, we believe based on its product profile that meaningful differentiation is possible in at
least the following aspects:

. Safety and tolerability. Although ibrutinib has shown a favorable safety profile compared to traditional
chemotherapies, it is associated with adverse reactions that can limit its tolerability as a chronic treatment and in some
cases can be treatment-limiting or life-threatening. These adverse reactions including diarrhea, thrombocytopenia, or
low blood platelet count, bleeding and atrial fibrillation are believed to be due to ibrutinib s broad inhibition of kinases
other than BTK, including EGFR, JAK3 and TEC.

. Sustainable target inhibition in disease originating tissue. Although ibrutinib induced sustained BTK
inhibition when measured in the plasma of patients, our preclinical studies of ibrutinib show that target inhibition in
disease originating tissues, such as bone marrow and spleen, in mice and rats was not sustained over a 24-hour period.
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. Oral bioavailability. Ibrutinib has shown 7 23% oral bioavailability in preclinical studies, as evidenced by
the daily dose of 420 mg or 560 mg required in the clinic.

. Combinability with ADCC-dependent antibodies. Anti-CD20 agents, such as rituximab, obinutuzumab and
ofatumumab, are considered very effective therapies for lymphomas. Several preclinical studies have demonstrated
that ibrutinib, potentially due to its inhibitory activity against ITK, interferes with rituximab-medicated ADCC, which
is the mechanism by which rituximab and other anti-CD20 antibodies are believed to exert their immune defense
activities. Therefore, these preclinical data suggest that the activity of rituximab and other ADCC-dependent
antibodies may be reduced when combined with ibrutinib.
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Potential Advantages of BGB-3111

We believe, based on our preclinical and clinical data, that BGB-3111 has the potential to be differentiated from ibrutinib in the following
aspects:

. Better safety and tolerability. Based on our preclinical studies, we believe BGB-3111 is more selective than
ibrutinib in the inhibition of BTK and has less off target inhibition of other kinases, including EGFR, ITK, JAK3,
HER?2 and TEC, which we believe are associated with ibrutinib toxicity. Results from our preclinical biochemical and
cellular assays show that BGB-3111 has similar potency for BTK as compared to ibrutinib while being less active
against other kinase targets than ibrutinib, as reflected by the higher dose required to inhibit half the enzymatic
activity, or ICs0. Based on the selectivity of BGB-3111 relative to ibrutinib, a 2- to 70-fold higher concentration of
BGB-3111 is required to achieve similar levels of inhibition in these other targets as compared to ibrutinib. Therefore,
BGB-3111 has the potential to be associated with fewer toxicities. Available data from our completed dose-escalation
trial indicate that BGB-3111 achieved up to approximately a 7-fold higher exposure level than the approved doses of
ibrutinib.

. More sustained inhibition in disease originating tissue. In our preclinical studies, BGB-3111 has
demonstrated favorable pharmacokinetic properties. The comparatively high drug level of BGB-3111 in disease
originating tissue as demonstrated in the clinic could potentially translate into a more complete and sustainable
inhibition and a better quality of response than ibrutinib. Ibrutinib demonstrated a dose-dependent BTK occupancy in
PBMC:s during its dose-escalation study. However, even at 420 mg, its approved dose for chronic lymphocytic
leukemia, ibrutinib did not achieve complete or sustained target occupancy in PBMCs in a significant proportion of
patients. In addition, BGB-3111 s favorable safety profile may allow higher doses and more frequent dosing, which
could result in more sustained target inhibition. This is currently being investigated in the clinic.
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. Better oral bioavailability. BGB-3111 has shown oral bioavailability of 25 47% in our preclinical animal
studies. Based on human data generated in our dose-escalation trial compared to reported data for ibrutinib,
BGB-3111 has better oral bioavailability than ibrutinib. Pharmacokinetic data from our clinical studies show a robust
and dose-dependent increase in drug exposure and the drug exposure of BGB-3111 at 80 mg QD was comparable to
that reported for ibrutinib at 560 mg QD. In addition, the free drug concentration of BGB-3111 at 40 mg QD was
comparable to that reported for ibrutinib at 560 mg QD. Lastly, pharmacokinetics data for BGB-3111 suggest that
there appears to be far less interpatient variability in drug exposure as compared to ibrutinib.
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. Better combinability with ADCC-dependent antibodies. Our preclinical data show that BGB-3111 has less
off-target inhibition for ITK than ibrutinib in biochemical and cell models. BGB-3111 displayed a more limited
inhibitory effect on rituximab-induced ADCC than ibrutinib in cell-based studies. In a human mantle cell lymphoma
xenograft model the addition of rituximab to ibrutinib did not improve tumor activity as compared to ibrutinib as a
monotherapy. However, the combination of rituximab and BGB-3111 demonstrated improved anti-tumor activity as
compared to either as a monotherapy. We believe this may translate into better activity in patients when BGB-3111 is
combined with rituximab or other ADCC-dependent antibody therapies.
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Summary of Clinical Results

BGB-3111 has completed the dose-escalation phase of our multi-center, open-label clinical trial in Australia and is currently in the
expansion-cohort part of the monotherapy trial, and we have initiated a combination trial with obinutuzumab. As of March 25, 2016, over 100
patients have been dosed with BGB-3111 in monotherapy and combination trials.

The dose-escalation phase of our clinical trial for BGB-3111 started in August 2014. The trial, conducted in Australia, was designed to assess

the safety, tolerability, pharmacokinetic properties and preliminary activity of BGB-3111 as a monotherapy. In the dose-escalation phase of our
clinical trial, patients with relapsed or refractory non-Hodgkin s lymphoma and chronic lymphocytic leukemia were enrolled in five dose cohorts
(40, 80, 160, and 320 mg QD; 160 mg BID). No dose-limiting toxicities were encountered and the maximum tolerated dose was not reached. We
determined the recommended dose for the dose-expansion phase of our clinical trial based on our pharmacokinetics, pharmacodynamics, safety
and efficacy evaluation of BGB-3111. In April 2015, we initiated the multi-cohort dose-expansion phase of the ongoing clinical trial in patients
with different subtypes of B-cell malignancies, including chronic lymphocytic leukemia, diffuse large B-cell lymphoma, follicular lymphoma,
mantle cell lymphoma, marginal zone lymphoma and Waldenstrdom s Macroglobulinemia.

The initial results of the dose-escalation phase and dose-expansion phase of our clinical trial show that, consistent with
BGB-3111 s pharmacokinetic profile, complete and sustained 24-hour BTK occupancy in the blood was demonstrated
in all tested patients, starting at the lowest dose of 40 mg QD. In addition, sustained full BTK occupancy was achieved
in the lymph node for both 320 mg QD and 160 mg BID dosing regimens. No protocol-defined dose-limiting

toxicities or treatment discontinuations due to drug-related adverse events were observed during dose escalation.
Based on the pharmacokinetics, pharmacodynamics, safety and efficacy of BGB-3111 in the dose-escalation phase,
320 mg QD and 160 mg BID are being further explored in the ongoing dose-expansion phase of our clinical trial.
Proof-of-concept has been established for BGB-3111 with clinical data indicating that BGB-3111 is a potent BTK
inhibitor with objective anti-tumor activity observed in multiple types of lymphomas including chronic lymphocytic
leukemia, mantle cell lymphoma, and Waldenstrdom s Macroglobulinemia.
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Our IND of BGB-3111 is in effect with the FDA. We plan to pursue a full, global development of BGB-3111 with registration trials starting in
2016, pending feedback from regulatory authorities. In the coming months, we plan to finalize design of the registration programs following
discussions with the FDA and EMA.

In January 2016, we initiated a combination trial of BGB-3111 with the CD20 antibody obinutuzumab in patients with chronic lymphocytic
leukemia and other lymphomas. In addition, on the basis of the supportive preclinical combination data discussed below, we plan to explore the
combination of BGB-3111 with our PD-1 antibody, BGB-A317, in diseases such as diffuse large B-cell lymphoma and follicular lymphoma
where accelerated development opportunities may be available. We are also evaluating later stage trials for various B-cell malignancies.

In China, we received approval for Clinical Trial Application in February 2016 for all phases of clinical testing. We plan to start an abbreviated
dose-escalation trial followed by potential single-arm registration trials in 2016 in chronic lymphocytic leukemia and mantle cell lymphoma.
Because obinutuzumab is not approved in China, we plan to conduct a combination trial with the CD20 antibody rituximab in chronic
lymphocytic leukemia and non-Hodgkin s lymphoma. In addition, we plan to start translational studies to take advantage of patient access in
China to identify correlative biomarkers in diseases such as diffuse large B-cell lymphoma where BTK inhibitors have shown good activity in a
sub-population of patients.
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We plan to present additional data from the dose-escalation and dose-expansion phases of our monotherapy study with BGB-3111 in 2016. We
plan to present the data from our combination trials with BGB-3111 in 2016 or 2017.

BGB-A317, PD-1 Antibody

BGB-A317 is a humanized monoclonal antibody against the immune checkpoint receptor PD-1. We are developing BGB-A317 as a
monotherapy and as a combination agent for various solid-organ and blood-borne cancers. PD-1 is a cell surface receptor that plays an important
role in down-regulating the immune system by preventing the activation of T-cells. PD-1 inhibitors remove the blockade of immune activation
by cancer cells. We believe BGB-A317 is differentiated from the currently approved PD-1 antibodies with the ability to bind Fc gamma
receptor I specifically engineered out, and we believe this could potentially result in improved activities. In addition, BGB-A317 has a unique
binding signature to PD-1 with high affinity and superior target specificity.

We are evaluating BGB-A317 in the ongoing dose-escalation phase of our clinical trial in relapsed or refractory solid tumor patients and a
combination trial with our PARP inhibitor, BGB-290, in Australia. As of March 25, 2016, we have dosed over 100 patients with BGB-A317 in
monotherapy and combination trials. BGB-A317 is the first drug candidate produced from our immuno-oncology biologic programs, and we
believe it could serve as one of the cornerstones for our immuno-oncology combination platform.

Mechanism of Action

Cells called cytotoxic T-cells provide humans an important self-defense mechanism against cancer, patrolling the body, recognizing cancer cells
due to immunogenic features that differ from normal cells, and killing cancer cells by injecting poisonous proteins into them. T-cells have
various mechanisms built into them that prevent them from damaging normal cells, among which is a protein called PD-1 receptor, which is
expressed on the surface of T-cells. The most important signaling protein that could engage PD-1 is called PD-L1, which binds the PD-1

receptor and sends an inhibitory signal inside the T-cell, stopping it from making more poisonous proteins and killing the cells sending the signal
via PD-L1 and other cells nearby. Many types of cancer cells have hijacked the PD-L1 expression system that normally exists in healthy cells.
By expressing PD-L1, cancer cells protect themselves from being killed by cytotoxic T-cells. BGB-A317 is a monoclonal antibody designed to
specifically bind to PD-1, thereby preventing PD-L1 from engaging PD-1. Therefore, we believe BGB-A317 has the potential to restore the
cytotoxic T-cell s ability to kill cancer cells. BGB-A317 belongs to a class of agents known as immune checkpoint inhibitors which are currently
the most important part of a new type of anti-cancer treatment called immuno-oncology therapy.

Market Opportunity

Forecasts of the market for monotherapy PD-1 and PD-L1 antibodies have increased as new tumor types responding to these antibodies have
been identified and data has accumulated regarding their potential efficacy. It is estimated that these inhibitors will reach sales of approximately
$13 billion by 2023 across seven major markets (United States, France, Germany, Italy, Spain, United Kingdom and Japan).
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Tumor types that have been shown to be responsive to a PD-1 antibody include several types that are common in China. These include lung,
gastric and liver cancers, for which an estimated 37%, 45% and 53% of the worldwide annual incidence in 2012, respectively, was in China,
according to the World Health Organization. To our knowledge, BGB-A317 is the first PD-1 antibody developed in China to enter clinical trials.
Due to a distinct regulatory pathway for drug candidates manufactured in China, we believe that BGB-A317 will become an important
participant in China s PD-1 antibody and immuno-oncology market.

Current Therapies and Limitations

Clinical trials of several monotherapy PD-1 and PD-L1 inhibitory antibodies have shown a signal of efficacy in a wide spectrum of cancers,
including melanoma, lung cancer, kidney cancer, head and neck cancer, bladder cancer, gastric cancer, ovarian cancer, Hodgkin s lymphoma,
diffuse large B-cell lymphoma, follicular lymphoma, a subtype of breast cancer known as triple-negative breast cancer, and a subtype of
colorectal and other cancers having mismatch repair deficiency. Two such PD-1 monotherapy antibodies, nivolumab and pembrolizumab, have
been
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approved by the FDA for treating certain patients with metastatic melanoma, non-small cell lung cancer and, in the case of nivolumab, renal cell
carcinoma.

Monotherapy PD-1 and PD-L1 antibodies have demonstrated objective responses against these tumors that can be rapid and in most cases
durable. In addition, these agents can be effective against large tumors. In some tumors, including squamous and non-squamous non-small cell
lung cancer, renal cell carcinoma and melanoma, randomized Phase 3 trials conducted by third parties have demonstrated superior overall
survival of PD-1 antibodies compared to standard care including chemotherapy. Although some distinct toxicities associated with PD-1 and
PD-L1 antibodies, overall, they have been remarkably well-tolerated.

Objective responses to monotherapy PD-1 antibodies have only been seen in a minority of patients in nearly all tumor types tested with the
exception of a small population of blood cancer patients with Hodgkin s lymphoma and a selected subpopulation of solid tumor patients with
mismatch repair deficiency. Combination therapy with a PD-1 or PD-L1 antibody as a backbone is being explored with a wide variety of agents
by the industry and clinical investigators.

Potential Advantages of BGB-A317

We believe that having BGB-A317 in addition to our multiple clinical-stage drug candidates puts us in a strong competitive position. Based on
our preclinical data, we believe a strong rationale exists for combining BGB-A317 with our drug candidates BGB-3111, BGB-283 and
BGB-290. In addition, we are developing several immuno-oncology candidates that we intend to combine with BGB-A317.

We believe BGB-A317 is differentiated from the currently approved PD-1 antibodies with the ability to bind Fc RI, specifically engineered out,
and we believe this could potentially result in improved activities. In addition, BGB-A317 has a unique binding signature to PD-1 with high
affinity and superior target specificity. In preclinical studies, BGB-A317 showed better cellular functional activities in blocking PD-1 mediated
reverse signal transduction and in activating human T-cells and primary PBMCs.
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In addition to differentiation in complementarity-determining regions CDR sequences and key binding epitopes on PD-1, BGB-A317 has also
displayed cell biology differentiation in lack of Fc receptor binding, which was recently shown to have a negative effect on the activity of PD-1
antibodies. BGB-A317 is differentiated from the currently approved PD-1 antibodies, nivolumab and pembrolizumab, in Fc RI mediated effector
function. Both nivolumab and pembrolizumab bind to Fc RI, while BGB-A317 has no binding to Fc RI. A recent paper, as well as our
unpublished data, show that in preclinical models Fc RI binding may compromise the activity of PD-1 antibodies.
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We compared the anti-cancer activity of BGB-A317 with other PD-1 antibodies in an in vivo mouse cancer model in which the mice bearing
human cancer cells A431 and PBMCs were treated with BGB-A317, nivolumab, pembrolizumab or a vehicle using the same dose regimen. The
results demonstrated that BGB-A317 significantly inhibited the tumor growth, while nivolumab and pembrolizumab did not reduce tumor
growth in this model.

Combination with BGB-3111

We have explored the combination activity of BGB-3111 and BGB-A317 in both solid tumor and blood tumor preclinical models. In these
models, human primary tumor fragments and immune cells from the same donor were co-injected into immune-deficient mice. The mice were
then treated with BGB-3111 and BGB-A317 and their tumor growth and survival were followed. In the colorectal primary tumor model, the
combination of BGB-3111 and BGB-A317 significantly prolonged survival.
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In addition, the combination of BGB-3111 and BGB-A317 was explored in two diffuse large B-cell lymphoma primary tumor models. In both
models, BGB-3111 showed weak monotherapy activity. When used as a monotherapy BGB-A317 was only active in the PD-L1 positive tumor.
However, the combination of BGB-3111 and BGB-A317 was highly active, better than either monotherapy, and induced tumor regression in
both PD-L1 positive and PD-L1 negative models.
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Combination with BGB-283

We tested the combination activity of BGB-283 and BGB-A317 in a mouse cancer model in which a human lung cancer cell line with KRAS
mutation was engrafted, and the results showed the synergistic efficacy of BGB-283 and BGB-A317.

Summary of Clinical Trials

In June 2015, BGB-A317 entered the dose-escalation phase of our multi-center, open-label trial for safety and toxicology evaluation in patients
with advanced solid tumors. Clinical sites are active or being established in Australia and New Zealand, and we intend to open at least one site in
the United States now that we have an IND in effect with the FDA. The Safety Monitoring Committee of the trial has cleared for testing each of
the four initial dose levels (0.5, 2, 5 and 10 mg/kg every two weeks), and the 2 and 5 mg/kg every-two-week or every-three-week dose cohorts,
or schedule-expansion cohorts, are being expanded with 10 to 20 patients each. We have dosed a total of 73 patients as of January 15, 2016 in
four dose-escalation cohorts at 0.5, 2, 5 and 10 mg/kg dosing levels and in schedule-expansion cohorts at 2 and 5 mg/kg dosing levels, and we
are rapidly enrolling new patients. To date, BGB-A317 has been well-tolerated with a favorable safety profile. One patient receiving the 5 mg/kg
dose developed grade 3 immune-related colitis which was considered a dose-limiting toxicity and a drug-related serious adverse event. As of
January 15, 2016, investigators have reported six drug-related serious adverse events, including two cases of grade 3 immune-related colitis
(including the patient with dose-limiting toxicity noted above), one case of grade 3 autoimmune diabetes and one case of grade 3 diabetic
ketoacidosis (occurring in the same patient), one case of grade 3 hypotension, and one case of grade 2 infusion reaction. The enrolled patient
population included patients with a wide range of tumor types (more than 20) and a majority of the patients have cancers that have not been
shown to respond to PD-1 or PD-L1 antibodies. There were no patients with melanoma or lung cancer, two of the indications for which PD-1
antibodies have received approvals, and patients with renal cell carcinoma, the third approved indication for PD-1 antibodies, represented a
small portion (approximately 10%) of the enrolled patients. In addition, efficacy assessment is early with a large number of patients who have
not had a computerized
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tomography scan. While efficacy data are preliminary, signals of BGB-A317 s activity have been observed with significant objective tumor
shrinkage qualifying for unconfirmed partial responses or confirmed partial responses based on the RECIST 1.1 criteria reported by investigators
for a small number of patients. We continue to enroll patients in the dose-escalation phase of the trial, including schedule-expansion cohorts at 2
and 5 mg/kg dosing levels, and we plan to potentially dose up to 200 patients in the dose-expansion phase of our clinical trial to reach
proof-of-concept in tumor types known to respond to PD-1 antibodies and to explore potential differentiation in tumor types that, to date, have
been insensitive or resistant to PD-1 blockade.

We plan to combine BGB-A317 with our other drug candidates, including BGB-3111, BGB-283 and BGB-290, in targeted tumors and patient
populations. These targets include RAF/RAS mutated cancers such as colorectal cancers, pancreatic cancer and non-small cell lung cancer for
the BGB-283 combination and B-cell malignancies and select solid tumors for the BGB-3111 combination. On February 2, 2016, we initiated a
Phase 1 clinical trial with BGB-290 in combination with BGB-A317 for the treatment of cancers with mutations in the BRCA gene or
deficiencies in homologous recombination or mismatch repair, including ovarian, breast, prostate, colorectal, and pancreatic cancers, as well as
platinum-sensitive ovarian cancer. As of March 25, 2016, over 100 patients have been dosed with BGB-A317 in monotherapy and combination
trials.

We plan to focus development programs on Asia-prevalent tumors including liver, gastric, esophageal, and lung cancers. We believe we have
the opportunity to supplement global enrollment in high-incidence cancers in China. In addition, we believe we have opportunities for an
accelerated registration path in China given the high unmet needs.

We plan to present the data from the dose-escalation phase of our clinical trial at a medical conference in 2016. We also plan to present data
from the dose-expansion phase of our clinical trial and combination trials in 2016 or 2017. We plan to initiate our combination trials in 2016.

BGB-290, PARP Inhibitor

BGB-290 is a molecularly targeted, orally available, potent and highly selective inhibitor of PARP1 and PARP2. We are currently developing
BGB-290 as a monotherapy and in combination with other therapies for the treatment of homologous recombination deficient cancers, which are
cancers that contain abnormalities in their DNA repair mechanism making these cancers particularly sensitive to PARP inhibitors. On

February 2, 2016, we initiated a trial with BGB-290 in combination with BGB-A317 for the treatment of cancers with mutations in the BRCA
gene or deficiencies in homologous recombination or mismatch repair, including ovarian, breast, prostate, colorectal, and pancreatic cancers, as
well as platinum-sensitive ovarian cancer. We plan to initiate combination trials with chemotherapies for the treatment of gastric cancer, small
cell lung cancers, and glioblastoma. We believe BGB-290 has the potential to be differentiated from other PARP inhibitors, including olaparib,
the only PARP inhibitor currently approved by the FDA and the EMA, in terms of selectivity, DNA-trapping activity, oral bioavailability and
brain penetration.

We have completed the dose-escalation phase of our clinical trial in Australia and are initiating the dose-expansion phase of our clinical trial.
We have dosed over 50 patients with BGB-290 in monotherapy and combination trials as of March 25, 2016. Initial analysis of data from this
trial has shown BGB-290 to be well-tolerated. Proof-of-concept has also been established, with anti-tumor activity seen starting at the lowest
tested dose and data suggestive of a wide therapeutic window.
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Mechanism of Action

PARP family members PARP1 and PARP2 are involved in DNA replication and transcriptional regulation and play essential roles in cell
survival in response to DNA damage. PARP1 and PARP2 are key base-excision-repair proteins that function as DNA damage sensors by
binding rapidly to the site of damaged DNA and modulating a variety of proteins in DNA repair processes. Inhibition of PARPs prevents the
repair of common single-strand DNA breaks which leads to formation of double-strand breaks during DNA replication. Double-strand breaks in
normal cells are repaired by homologous recombination, and normal cells are relatively tolerant of PARP inhibition. On the other hand, cancer
cells with mutations in BRCA1/2 genes, key players in homologous recombination, are highly sensitive to PARP inhibition, a phenomenon
called synthetic lethality that is the foundation of the therapeutic utility of PARP inhibitors as a monotherapy for BRCA mutant cancers. In
addition to hereditary BRCA1/2 mutations, the synthetic lethal concept has been broadened to include sporadic tumors that display a so-called
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BRCAness profile, a gene expression profile that resembles that of a BRCA deficient tumor. BRCAness can stem from somatic mutation of
BRCA1/2, epigenetic silencing of BRCA genes or genetic or epigenetic loss of function of other genes in homologous recombination DNA
damage repair pathways.

Another potential therapeutic utility of PARP inhibitors is rational combination therapy. PARP proteins are key factors in DNA repair pathways,
in particular, base-excision-repair, which is critical for the repair of DNA lesions caused by chemotherapeutic agents and radiation. PARP
inhibitors are known to potentiate cytotoxicity of DNA-alkylating agents such as platinum compounds, temozolomide and ionizing radiation and
can be used in combination with these agents in treating various cancers.

Market Opportunity

. Glioblastoma multiforme. This is one of the frequently occurring tumors in the central nervous system.
More than 10,000 cases are diagnosed annually in the United States. Despite aggressive treatment, glioblastoma
multiforme still has a dismal prognosis. The five-year survival rate of newly diagnosed patients with glioblastoma
multiforme, who have received standard concurrent and adjuvant temozolomide, is less than 10%. BGB-290 has
shown positive combination activity with temozolomide in both temozolomide sensitive and resistant tumor models.

. BRCA mutant and BRCAness tumors. Based on a recent population-based cohort of Australian ovarian
cancer patients, BRCA1/2 mutations are found in approximately 14% of ovarian cancer patients and approximately
17% of patients diagnosed with high-grade serous ovarian cancers. Further, in the United States, BRCA1/2 mutations
are found in approximately 5 10% of breast cancers. The BRCAness profile has been observed in up to 50% of
high-grade serous ovarian cancers and in 66 69% of breast cancer patients with the triple-negative subtype
(approximately 15 20% of breast cancer cases).

. Small cell lung cancer. Small cell lung cancer is an aggressive malignancy accounting for approximately

15 18% of all lung cancers. Approximately 31,000 patients are diagnosed annually with small cell lung cancer in the
United States. Although newly diagnosed patients often achieve objective responses with first-line cytotoxic
treatments, such as platinum-etoposide based chemotherapy combined with early thoracic radiotherapy, early relapses
are common. In addition, tumor metastasis to the brain is frequent among small cell lung cancer patients. In our
preclinical human patient biopsy-derived tumor models, BGB-290 has shown superior combination activity with the
standard first-line cytotoxic treatments, platinum plus etoposide.

. Gastric cancer. Gastric cancer is the fifth most common cancer worldwide, with over 40% of new cases
coming from China. In China, the incidence rate for gastric cancer was 23.7 per 100,000 in 2014, corresponding to
over 300,000 new cases annually. At the time of diagnosis of gastric cancer, the rate of metastasis is close to 50%. The
cornerstone of therapy is surgery with adjuvant chemotherapy or chemoradiation when applicable. However,
treatment of advanced or metastatic gastric cancer has not recently progressed, and the median survival rate is less
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than one year. ATM is a serine/threonine protein kinase that plays a critical role in response to DNA damage. It
regulates the signaling and the initiation of cell cycle checkpoint in response to DNA-damaging agents such as
ionizing radiation. In ATM-low gastric cancer patients, who account for 13 22% of the gastric cancer patient
population, a paclitaxel-plus-olaparib combination significantly prolonged patient overall survival in a Phase 2 study.

Current Therapies and Limitations

There are several PARP inhibitors that are either approved (olaparib) or are in advanced clinical development, including veliparib, rucaparib,
niraparib, and talazoparib.

. Safety and tolerability. Current PARP inhibitors have shown significant toxicities in various areas. High
frequency of myelosuppression, including anemia, neutropenia, and thrombocytopenia, has been reported with several
PARP inhibitors in the clinic, including talazoparib, niraparib, and olaparib. Only
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rucaparib has reported a high incidence of elevation of liver enzymes associated with the drug treatment.

. Limited DNA-trapping activity. Veliparib has reported a lower response rate in BRCA-mutated cancer
patients. Veliparib s lower response rate is believed to be related to its weak reported DNA-trapping activity, which is
the ability of a compound to trap PARP proteins at damaged DNA sites and lead to enhanced cytotoxicity to the tumor
cells.

. Formulation/oral availability. Formulation for certain PARP inhibitors has proven to be challenging,
potentially requiring the need for a significant number of capsules to achieve desired dosing levels. As a related issue,
certain PARP inhibitors, such as olaparib, have poor bioavailability.

Potential Advantages of BGB-290

BGB-290 is a highly potent and selective PARP inhibitor with favorable drug metabolism and pharmacokinetic properties. BGB-290 has shown
favorable PARP1 and PARP?2 selectivity in biochemical assays and has demonstrated improved specificity compared to other PARP inhibitors,
such as olaparib, in cell line proliferation screens. Enhanced selectivity could potentially translate into a better safety and tolerability profile over
existing PARP inhibitors. We believe a favorable safety and tolerability profile could be particularly advantageous for the combined use of
BGB-290 with immune checkpoint inhibitors or chemotherapeutic agents.

. Brain penetration. BGB-290 has shown significant brain penetration in preclinical models. The
brain/plasma ratio in mice after oral dosing of 10 mg/kg BGB-290 was approximately 18%. We believe the only other
PARP inhibitor currently in development that has shown significant brain penetration is veliparib, which appears to be
significantly less potent compared to other PARP inhibitors and has minimal DNA-trapping activity. BGB-290 has
demonstrated strong synergistic anti-tumor effects with temozolomide in treating intracranially implanted
glioblastoma multiforme, consistent with its ability to cross the blood-brain barrier. In patient-derived, small cell lung
cancer xenograft models, BGB-290 significantly enhanced the anti-tumor activity of chemotherapy (etoposide plus
carboplatin) during the concomitant treatment stage and kept animals in a tumor-free condition throughout their
maintenance treatment. One of the major risk factors for small cell lung cancer patients is the high risk of brain
metastases. Due to BGB-290 s ability to penetrate the blood-brain barrier, we believe BGB-290 could provide a clear
advantage over other PARP inhibitors in treating small cell lung cancer patients.
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. Greater selectivity potentially leading to improved safety and tolerability. BGB-290 is a highly active and

selective PARP1 and PARP?2 inhibitor in biochemical and cellular assays. Based on the preliminary data reported by
investigators in the ongoing dose-escalation phase of our clinical trial, BGB-290 appears well-tolerated, and the only
drug-related adverse events that occurred in over 10% of patients are nausea, fatigue, vomiting and diarrhea.
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. Strong DNA-trapping activity. BGB-290 also demonstrates potent DNA-trapping activity. PARP inhibitors
are reported to trap PARP protein at damaged DNA sites, creating more cytotoxic DNA lesions. The potency of
DNA-trapping for PARP inhibitors is shown to be better correlated with tumor cell growth-inhibition than inhibition
of PARP enzyme activity. BGB-290 has demonstrated potent activity across multiple assays: DNA-trapping,
enzymatic and cellular inhibition of PARP and tumor cell growth inhibition.

. Good oral bioavailability and potent target inhibition. In preclinical animal models, BGB-290 shows good
oral bioavailability. BGB-290 has demonstrated bioavailability of 71 76% in animal studies. In the ongoing
dose-escalation phase of our clinical trial, we observed a linear and dose-dependent pharmacokinetic profile for
BGB-290 with approximately two-fold accumulation at steady state. BGB-290 induced PAR inhibition in PBMCs
even at the first dose level, and sustained PAR inhibition in PBMC was expected at a steady state dose of 10 mg BID
or greater.
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Summary of Clinical Results

BGB-290 has completed the dose-escalation phase of our multi-center, open-label clinical trial in Australia and New Zealand. Patients with
relapsed or refractory solid tumors were enrolled in seven cohorts receiving monotherapy BGB-290 in doses ranging from 2.5 mg BID to 120
mg BID. Dose-limiting toxicities were observed at 120 mg BID in two patients, one with persistent grade 2 nausea and anorexia and another one
with persistent grade 2 nausea, grade 3 fatigue and peripheral neuropathy. Thus, 80 mg was determined to be the maximum tolerated dose, and
additional patients were enrolled to confirm the safety of an 80 mg BID dose as a potential recommended Phase 2 dose. Preliminary safety and
efficacy data suggest that BGB-290 is well-tolerated with objective responses seen in multiple ovarian cancer patients including a patient
receiving the lowest dose (2.5 mg) of BGB-290.
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We will continue to confirm clinical activities of BGB-290 in BRCA mutant ovarian cancer and other indications with homologous
recombination deficiency in the dose-expansion trial. We also plan to explore emerging indications with homologous recombination deficiency,
such as prostate cancer or cancers with high frequency of brain metastasis given the potential brain penetration advantage.

On February 2, 2016, we initiated a Phase 1 clinical trial with BGB-290 in combination with BGB-A317 for the treatment of cancers with
mutations in the BRCA gene or deficiencies in homologous recombination or mismatch repair, including ovarian, breast, prostate, colorectal,
and pancreatic cancers, as well as platinum-sensitive ovarian cancer. The Phase 1 multi-center, dose-escalation and dose-expansion clinical trial
of BGB-A317 with BGB-290 is the first combination study exclusively based on drug candidates from our internal portfolio. Key objectives in
the trial include determining maximum tolerated dose, recommended Phase 2 dose, pharmacokinetics, and preliminary anti-tumor activity of the
BGB-A317 and BGB-290 combination. We have dosed over 50 patients with BGB-290 in monotherapy and combination trials as of March 25,
2016. We also plan to commence a combination trial with temozolomide in glioblastoma multiforme.

In China, we plan to pursue monotherapy approval in BRCA mutant ovarian cancer and breast cancer, two cancers whose unmet medical needs
have not been addressed and therefore may provide accelerated development opportunity. We also plan to explore combination trials with
paclitaxel in gastric cancer and platinum/etoposide in small cell lung cancers. We plan to present updated dose-escalation data in 2016 and the
data from our combination trial with BGB-A317 in 2016 or 2017.
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BGB-283, RAF Dimer Inhibitor

BGB-283 is a small molecule RAF inhibitor. We are currently developing BGB-283 as a monotherapy and in combination with other therapies
for the treatment of cancers with aberrations in the MAPK pathway, including BRAF mutations and KRAS/NRAS mutations where first
generation BRAF inhibitors are not effective. We intend to develop BGB-283 to treat various malignancies, including colorectal cancer,
non-small cell lung carcinoma, endometrial cancer, ovarian cancer, pancreatic cancer and papillary thyroid carcinoma. Currently approved
first-generation BRAF inhibitors, vemurafenib and dabrafenib, are only active against the BRAF monomer. BGB-283 inhibits not only the
monomer but also the dimer forms of BRAF. We believe BGB-283 has the potential to be a first-in-class RAF dimer inhibitor globally.

We have completed the dose-escalation phase, and we are currently conducting the dose-expansion phase, of our clinical trial in Australia and
New Zealand in a broad range of patient populations, including BRAF mutated melanoma, thyroid cancer, colorectal cancer, non-small cell lung
cancer and other non-BRAF mutated tumors as well as KRAS/NRAS mutated endometrial cancer, colorectal cancer, non-small cell lung cancer
and other KRAS/NRAS mutation bearing cancers, where first-generation BRAF inhibitors have not been effective. We have also initiated an
abbreviated dose-escalation trial in China. We have dosed over 150 patients in our trials in Australia, New Zealand, and China as of March 25,
2016. Initial analysis of data from these trials has shown BGB-283 to be well-tolerated with a favorable safety profile. We have achieved
proof-of-concept in a range of cancers including those with KRAS and BRAF mutations. We have granted exclusive licenses for the rights to
develop and commercialize BGB-283 to Merck KGaA worldwide (outside China). We are currently conducting all clinical development and
will continue to do so until Merck KGaA exercises its Continuation Option as further described in the section below titled  Collaboration with
Merck KGaA.

Mechanism of Action

The MAPK pathway is a chain of proteins that communicates a signal from a receptor on the surface of a cell to the DNA in the nucleus of the
cell. The pathway includes a small G protein (RAS) and three protein kinases (RAF, MEK, and ERK). A kinase is an enzyme that catalyzes the
transfer of a phosphate group from a donor molecule to an acceptor. This process often acts asan on or off switch to regulate cellular signaling.
The MAPK pathway plays an essential role in regulating cell proliferation and survival. Activation of the RAS-RAF-MEK-ERK kinase cascade
by external stimuli transduces signals from the plasma membrane into the cell nucleus to control gene expression and determine cell fate.
Aberrant activation of the MAPK signal transduction pathway is frequently found in different types of cancers, contributing to increased cell
division, suppressed apoptosis, and enhanced cell motility and invasion. In many cancers, a defect in the MAPK pathway leads to uncontrolled
tumor growth. The two key components of the MAPK pathway, BRAF and RAS, are two of the most frequently mutated genes in human
cancers. BRAF is one of the three kinases that belong to the RAF kinase family. There are three members: ARAF, BRAF and CRAF. BRAF is
the most frequently mutated oncogene in this kinase superfamily. Mutated BRAF and RAS lead to activation of the MAPK pathway and

promote tumor development and growth. Functions of BRAF in the MAPK pathway are key to cell proliferation and survival. Mutations that
lead to activation of BRAF promote cell transformation and proliferation and thus positively correlate with tumor development and growth. The
most frequent BRAF mutation, BRAF V600E, causes constitutive activation of the kinase as well as insensitivity to negative feedback
mechanisms. The mutated BRAF signals as a monomer, independent of upstream growth stimuli. It has been found that RAF kinases can homo-
and heterodimerize and form homodimer or heterodimer of RAF proteins. Dimerization has been reported to be one of the key mechanisms of
resistance to first-generation BRAF inhibitors, such as vemurafenib and dabrafenib. The three most common molecular mechanisms of acquired
resistance of BRAF V60OE melanomas to RAF inhibitors NRAS mutation, splicing of BRAF V600E that produce a truncated BRAF kinase, and
BRAF V600E overexpression due to gene amplification all result in dimerization of BRAF V600E. First-generation BRAF inhibitors only inhibit
the BRAF V600E monomer form at physiologically meaningful concentrations. In contrast, BGB-283 has been shown to inhibit both BRAF
V600E monomer and RAF dimer in BRAF inhibitor sensitive and resistant melanoma cell models, which is involved in signaling downstream
from RAS. We believe this feature of BGB-283 may help to address the drug resistance issues in BRAF mutated tumors and further expand its
utility into RAS mutated patient populations.
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Market Opportunity

We believe BGB-283 has applications in both BRAF mutated cancers and RAS, including KRAS and NRAS, mutated cancers. The oncogenic
BRAF V600E mutation was detected in approximately 8% of all human solid tumors, including approximately 45% of papillary thyroid cancers.
Mutations in any one of the three RAS genes, HRAS, NRAS or KRAS, are among the most common events in human tumorigenesis. KRAS
mutations are detected prominently in colorectal cancer, non-small cell lung carcinoma and pancreatic cancer. Additionally, notable KRAS or
NRAS mutation rates have been reported in melanoma, ovarian cancer, endometrial cancer, bladder cancer, biliary cancer, thyroid cancer,
leukemia and multiple myeloma. The first-generation, FDA-approved BRAF inhibitors have limited activity outside of melanoma, non-small
cell lung cancer and thyroid cancers. In addition, these first-generation BRAF inhibitors do not exhibit activity against KRAS and NRAS
mutations.
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Current Therapies and Limitations

Small molecules that selectively target mutant BRAF have shown considerable efficacy in melanoma patients with the BRAF V600E mutation.
Vemurafenib and dabrafenib are first-generation BRAF inhibitors approved by the FDA to treat late-stage BRAF V600OE mutant melanoma. The
limitations of the first-generation BRAF inhibitors are listed below:

. Limited activity towards RAF dimers. Vemurafenib and dabrafenib have not demonstrated significant
activity outside of melanoma, thyroid, and non-small cell lung cancers with BRAF V600OE mutation. One potential
explanation for the limited activity of these first-generation BRAF inhibitors beyond BRAF V600E mutant cancers is
that they inhibit only the BRAF V600OE monomer and do not inhibit the RAF dimers.

. Limited activity in KRAS/NRAS mutated cancers. To date, first-generation BRAF inhibitors have not
demonstrated activity in RAS mutated cancers. Efforts in developing RAS-directed molecular therapeutics have been
limited by the difficulty in selectively targeting the RAS GTPase family of enzymes with small-molecule inhibitors. A
number of mitogen/extracellular signal-regulated kinase, or MEK, inhibitors have been developed and tested clinically
but have very limited activity in patients with RAS mutated cancers.

. Limited activity against EGFR. A number of studies have suggested that feedback activation of EGFR and
MAPK signaling upon BRAF inhibition may contribute to the poor response of colorectal cancer patients to the first
generation BRAF inhibitors. First generation BRAF inhibitors do not have inhibitory activity against EGFR and as a
result are not able to sequester the feedback activation of EGFR upon BRAF inhibition.

. Rapid development of resistance. Despite the success of first-generation BRAF inhibitors in treating
metastatic melanoma patients, they are limited by the durability of response. For example, in
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previously treated metastatic melanoma patients with BRAF V600OE mutation who were treated with vemurafenib, approximately 52% of the
patients had an objective response, corresponding to significant tumor shrinkage but the median duration of response was only 6.5 months. Only
rarely do tumors regress completely in the clinic, and for most patients the therapeutic effects are temporary as resistance to the therapies
develops. Studies have shown that the majority of these resistance cases are caused by increased RAF dimer formation in response to treatment
with first-generation BRAF inhibitors, resulting in the restoration of extracellular signal-regulated kinase, or ERK, signaling and insensitivity to
drug treatment.

Potential Advantages of BGB-283

BGB-283 is a novel inhibitor of RAF, in both monomeric and dimeric forms. BGB-283 has demonstrated potent and reversible inhibitory
activities against RAF family kinases, including wild-type ARAF, BRAF, CRAF and BRAF V600E, in biochemical assays. In addition,
BGB-283 has shown potent inhibitory activity against EGFR in biochemical assays using EGFR kinases, cancer cell lines, and xenograft
models. In BRAF wild-type cells that harbor the KRAS mutations, treatment with BGB-283 resulted in much reduced up-regulation of pERK, a
phosphorylated form of ERK, compared with vemurafenib in cancer cell models.

In preclinical testing, BGB-283 also retained inhibitory activity in vemurafenib-resistant BRAF splicing isoform p61-BRAF V600E. Data
generated in preclinical studies using biochemical, cell-based and animal studies suggest that BGB-283 could offer significant patient benefit in
inhibiting tumors with aberrations in the RAF MAPK/ERK pathway, including BRAF mutations and KRAS/NRAS mutations as either
monotherapy or in combination with other cancer therapies.

We believe BGB-283 has the potential to be differentiated from other drug candidates currently under development and from approved
first-generation BRAF inhibitors due to the following:

. Increased inhibitory activity against RAF dimers. BGB-283 s increased inhibitory activity against RAF
dimers may potentially address resistances associated with increased RAF dimer formation in response to treatment
with first-generation BRAF inhibitors. As noted above, most known molecular mechanisms of resistance to RAF
inhibitors induce RAF dimerization. As such, BGB-283 s ability to inhibit RAF dimers and target disregulated MAPK
pathways resistant to first-generation BRAF inhibitors could result in a clinically significant effect.
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. Increased activity in KRAS/NRAS mutated cancers. We believe that BGB-283 s RAF dimer activity could
translate into anti-tumor activity in KRAS/NRAS mutated cancers. Anti-tumor activities were observed in preclinical
KRAS/NRAS mutant cancer models in vivo.

. Increased inhibitory activity against EGFR. BGB-283 has demonstrated inhibitory activity against EGFR.
The reported response rate of vemurafenib in BRAF V600E colorectal cancer is only 5%. Two independent studies
suggested that EGFR feedback activation could be one of the main mechanisms of the observed resistance to
first-generation BRAF inhibitors. BGB-283 has demonstrated good EGFR inhibitory activity in both in vitro and in
vivo preclinical models. BGB-283 s activity against EGFR may help address the EGFR feedback activation observed
in BRAF V600E colorectal cancer tumors.

. Differentiated resistance profile. BGB-283 has shown inhibitory activity against RAF dimers. An increase
in RAF dimers has been observed to be a major resistance mechanism to first-generation BRAF inhibitors. A
differentiated resistance profile has been observed in preclinical models for BGB-283.

Summary of Clinical Results

The dose-escalation phase of our multi-center, open-label clinical trial in Australia and New Zealand was completed in June 2015. This trial was
designed to assess the safety, tolerability and pharmacokinetic properties of BGB-283 as a monotherapy. Relapsed or refractory solid tumor
patients with BRAF or KRAS/NRAS mutations were enrolled in the trial in seven dose cohorts across five sites in Australia and New Zealand.

BGB-283 showed a dose-dependent pharmacokinetic profile, and plasma concentrations of BGB-283 increased proportionally from 5 mg
through 50 mg. The mean half-life of BGB-283 was approximately 110 hours. The dose-limiting toxicity of BGB-283 in the dose-escalation
phase of our clinical trial conducted in Australia and New Zealand was thrombocytopenia. Based on preliminary safety data, most of the
reported drug-related adverse events have been mild or moderate, with thrombocytopenia being the most frequent severe adverse event, reported
in approximately 10% of the patients. As of January 15, 2016, severe adverse events that were considered to be drug-related included fever,
fatigue, dehydration, thrombocytopenia, Drug Reaction with Eosinophila and Systemic Symptoms syndrome, sepsis, hyponatraema, febrile
neutropenia, and constipation. Other drug-related adverse events included rash, hand-foot syndrome, and anorexia. Cutaneous malignancies such
as squamous cell carcinomas, which have been observed with the approved first-generation BRAF inhibitors, have not been observed in patients
treated with BGB-283. Initial anti-tumor activities of BGB-283 were observed in patients with both BRAF-mutated and KRAS-mutated patients.
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In July 2015, we initiated a multi-arm dose-expansion phase of our clinical trial in solid tumors with BRAF mutations and/or aberrations in the
MAPK pathway, including thyroid cancer, colorectal cancer, non-small cell lung cancer and other non-V600E BRAF mutated cancers, and
KRAS/NRAS mutated endometrial cancer, colorectal cancer, non-small cell lung cancer and other KRAS/NRAS mutated cancers. In addition,
BGB-283 has shown immune sensitization and enhancement of T-cell function in preclinical studies, supporting its combination with cancer
immunotherapies such as agents targeting PD-1. We have planned trials that combine BGB-283 and BGB-A317. We are also exploring
alternative dosing schedules, for example, one week of dosing followed by one week without dosing.

In China, we have obtained approval of our Clinical Trial Application for BGB-283. We have initiated the dose-escalation phase of our clinical
trial in China. Among the 24 patients treated in China as of January 15, 2016, there were three treatment-related serious adverse effects,
including one case of grade 3 and two cases of grade 4 thrombocytopenia. Because the number of enrolled melanoma patients reached the
targeted accrual range, and there have been more frequent observations of grade 3/4 thrombocytopenia in the China trial (reported in seven out
of 24 patients, including three cases reported as of January 15, 2016 as serious adverse events) compared to the Australia / New Zealand trial
(reported in eight out of 105 patients), we voluntarily decided to temporarily suspend new patient accrual to this trial to allow evaluation of
pharmacokinetics, safety and efficacy while dosing in already-enrolled patients continues. In total, over 150 patients have been treated with
BGB-283 in Australia, New Zealand, and China as of March 25, 2016.

Preclinical Assets

Our preclinical pipeline currently consists of targeted therapies and immuno-oncology agents including a PD-L1 monoclonal antibody, an
additional RAF dimer inhibitor, a TIM-3 monoclonal antibody, and a BTK inhibitor for non-oncology indications. We anticipate advancing one
or more of our preclinical assets into the clinic in the next 18 months. We believe we have the opportunity to combine our PD-1 monoclonal
antibody with other clinical-stage
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and preclinical candidates in our pipeline portfolio to target multiple points in the cancer immunity cycle. We also seek to develop companion
diagnostics that will help identify patients that are most likely to benefit from the use of our drug candidates.

Combination opportunities with our pipeline portfolio to target the cancer immunity cycle

Intellectual Property

The proprietary nature of, and protection for, our drug candidates and their methods of use are an important part of our strategy to develop and
commercialize novel medicines, as described in more detail below. We have obtained a U.S. patent and filed patent applications in the United
States and other countries relating to certain of our drug candidates, and are pursuing additional patent protection for them and for other of our
drug candidates and technologies. We also rely on trade secrets to protect aspects of our business that are not amenable to, or that we do not
consider appropriate for, patent protection including our manufacturing processes.
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Our success will depend significantly on our ability to obtain and maintain patent and other proprietary protection for our product candidates and
other commercially important products, technologies, inventions and know-how, as well as on our ability to defend and enforce our patents
including any patent that we have or may issue from our patent applications, preserve the confidentiality of our trade secrets and operate without
infringing the valid and enforceable patents and proprietary rights of other parties. We also rely on know-how, continuing technological
innovation and in-licensing opportunities to develop, strengthen and support our development programs.

As of March 15, 2016, we own four issued U.S. patents and ten pending U.S. patent applications as well as corresponding patents and patent
applications internationally. In addition, we own five pending international patent applications under the Patent Cooperation Treaty, or PCT,
which we plan to file nationally in the United States and
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other jurisdictions. With respect to any issued patents in the United States and Europe, we may be entitled to obtain a patent term extension to
extend the patent expiration date. For example, in the United States, we can apply for a patent term extension of up to five years for one of the
patents covering a product once the product is approved by the FDA. The exact duration of the extension depends on the time we spend in
clinical studies as well as getting a new drug application approval from the FDA. The patent portfolios for our four leading product candidates as
of March 15, 2016 are summarized below:

. BGB-3111. We own three pending U.S. patent applications and corresponding patent applications in other
jurisdictions directed to BGB-3111, a small molecule BTK inhibitor, and its use for the treatment of hematological

malignancies. Any patents that may issue from the currently pending U.S. patent applications would be expected to
expire in 2034. We intend to pursue marketing exclusivity periods that are available under regulatory provisions in

certain countries

. BGB-A317. We are the owner of one issued U.S. patent, one pending U.S. application, and corresponding
pending patent applications in other jurisdictions directed to BGB-A317, a humanized monoclonal antibody against
PD-1, and its use for the treatment of cancer. The expected expiration for the issued U.S. patent is 2033, excluding any
additional term for patent term extensions. Any patent that may issue from the currently pending U.S. patent
application would be expected to expire in 2033. We intend to