
We are building a fully integrated,  
commercial-stage biopharmaceutical company.

2011 Annual Report

Array BioPharma Inc. is a biopharmaceutical company focused on the discovery, development and commercialization of targeted small 
molecule drugs to treat patients afflicted with cancer and inflammatory diseases. Our proprietary development pipeline includes drugs that 
are designed to regulate therapeutically important target pathways. In addition, leading pharmaceutical and biotechnology companies 
partner with us to discover and develop drugs across a broad range of therapeutic areas.
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To Our Shareholders
Fiscal 2011 has been a year of transition and 
focused execution for Array.
Our recently announced licensing deals and restructuring are helping transform Array from a broad discovery and 

early development company to a later-stage development, and ultimately commercial-stage, company focused 

on our core proprietary clinical programs. These programs include two hematology drugs, ARRY-520 for multiple 

myeloma and ARRY-614 for myelodysplastic syndromes, which are novel therapies addressing significant unmet 

medical needs with large market opportunities. To best meet the needs of patients, we plan to develop these 

drugs both as single agents and in combination with other therapies. In addition, we have two anti-inflammatory 

drugs, ARRY-797 for pain and ARRY-502 for asthma. ARRY-797 is being tested in a 150-patient Phase 2 chronic 

pain trial in patients with osteoarthritis of the knee. For ARRY-502, we are completing a Phase 1 multiple ascending 

dose trial which we plan to follow with a 28-day Phase 2 trial in patients with persistent asthma.

In addition to our wholly owned pipeline, we have 11 partnered programs consisting of 14 drugs in clinical 

development, which are currently funded by our partners. The most advanced partnered programs are Array’s 

two MEK inhibitors for cancer: selumetinib with AstraZeneca and MEK162 with Novartis, both in Phase 2 
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Robert E. Conway, Chief Executive Officer

Select 100%-owned 
Development Pipeline IND Phase 1 Phase 2 Phase 3

Indication Target

Cancer KSP

Cancer p38/Tie-2

Inflammation p38

Inflammation CRTh2

ARRY-520 Multiple Myeloma

ARRY-614 Myelodysplastic 
Syndromes

ARRY-797 Pain

ARRY-502 Asthma
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development. During the past 24 months, we have received $160 million of non-dilutive 

capital from up-front payments on new partnerships with Amgen, Novartis and 

Genentech, and milestones from existing partnerships. For just these three deals, Array 

is entitled to receive up to $2.2 billion in clinical and commercialization milestone 

payments and double digit royalties.

Our Business Strategy
We are building a fully integrated, commercial-stage biopharmaceutical company that 

discovers, develops and markets safe and effective small molecule drugs to treat 

patients afflicted with cancer and inflammatory diseases. We intend to accomplish this 

through the following strategies:

•  Research and develop drugs for cancer and inflammatory diseases;

•  Commercialize in North America, either alone or with a partner, select drugs that 

can be distributed through a therapeutic specialty sales force, and partner ex-U.S. 

rights to provide a worldwide distribution platform and capital to fund further 

development;

•  Partner select early-stage programs for continued research, development and 

commercialization, in exchange for research funding, plus significant milestones 

and royalties; and

•  Build a commercial capability to position our drugs to maximize their overall value. 

As our first drug nears approval, we plan to build a U.S.-based therapeutically-

focused sales force to commercialize or co-promote our drugs.

Business Update and Accomplishments
Advancing Clinical Pipeline
We have built an extensive drug pipeline aimed at therapeutic targets providing the 

promise for significant patient benefit. Our drugs are either first-in-class, aimed at novel 

mechanisms, or second-generation drugs where we believe we can create a 

competitive advantage over marketed drugs or drugs in later stage clinical development. 

Below is a summary of each program.

Wholly-Owned Programs
ARRY-520—KSP inhibitor for Multiple Myeloma (MM): ARRY-520 has shown 

promising clinical activity. In a Phase 1 dose-escalation study, we enrolled patients with 

relapsed or refractory MM—each of whom had received at least two prior lines of 

therapy (including both Velcade® (bortezomib)—and an IMiD-based regimen such as 

Revlimid® (lenalidomide)) with a median of five prior therapies. In December 2010, we 

presented Phase 1 interim results of 32 treated patients. Anti-tumor activity was 

observed in patients and there were responses in both relapsed and refractory patients. 
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Partnered Development Pipeline IND Phase 1 Phase 2 Phase 3

Partner Indication Target

AstraZeneca Cancer MEK

Novartis Cancer MEK

ASLAN
Gastric 
Cancer

HER2/EGFR

Roche Hepatitis C
NS3 
Protease

Eli Lilly Cancer Chk-1

Amgen Diabetes Glucokinase

Genentech Cancer Chk-1

Genentech Cancer AKT

VentiRx Cancer
Toll-like 
Receptor

VentiRx Allergy
Toll-like 
Receptor

Celgene Cancer cFMS

AMG151

Selumetinib & AZD8330

MEK162 & MEK300

ARRY-543

Danoprevir

LY2603618

ARRY-575 & 
GDC-0425

GDC-0068

VTX-2337

VTX-1463

ARRY-382
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In addition, select patients demonstrated a long duration of response and durable stable 

disease. We plan to provide updated Phase 1 results by the end of calendar 2011.

Also during fiscal 2011, we completed patient enrollment in a Phase 2 single-agent  

trial of ARRY-520 in patients with relapsed or refractory MM. We expect to announce 

interim results of this Phase 2 trial by calendar year end. We are expanding this Phase 

2 study with a combination of ARRY-520 and dexamethasone in patients with refractory 

MM. We continue to enroll a Phase 1b combination study of ARRY-520, Velcade and 

dexamethasone in patients with relapsed and refractory MM. We currently have a safety 

database with over 135 patients treated with ARRY-520, with multiple patients treated in 

excess of 1 year. In addition to our efforts, M.D. Anderson, in collaboration with Array 

and Onyx Therapeutics, Inc., initiated an investigator-sponsored Phase 1b study with 

ARRY-520 and carfilzomib in patients with refractory MM. M.D. Anderson expects to 

commence patient enrollment in September 2011.

ARRY-614—p38/Tie-2 inhibitor for Myelodysplastic Syndromes (MDS): During 

fiscal 2011, we completed patient enrollment in a Phase 1 expansion trial of ARRY-614; 

we expect to announce top-line results from this trial by the end of calendar 2011.  

In future trials, we will use a new formulation of ARRY-614 with improved drug  

exposure and reduced variability, as demonstrated in a recently completed human 

bioequivalence study.

MDS are a spectrum of diseases in which the bone marrow does not make enough 

healthy blood cells. Patients with MDS develop severe anemia, and platelet and 

neutrophil cytopenias, due to bone marrow failure. As MDS progresses, patients require 

frequent blood and platelet transfusions, and are prone to severe and fatal infections. 

Approximately 30% of MDS patients progress to Acute Myeloid Leukemia, a deadly 

form of cancer with a life expectancy of less than one year. According to an article 

published in the Journal of Clinical Oncology in June 2010, there were 45,000 new 

cases of MDS during 2003 in the U.S., making it one of the most prevalent forms of 

hematological cancer. There are very limited treatment options for this disease.

ARRY-797—p38 inhibitor for Pain: In June 2011, we initiated a 28-day Phase 2, 

randomized, double-blind study comparing ARRY-797 with OxyContin® (oxycodone) 

and placebo in approximately 150 patients with osteoarthritis of the knee who have 

moderate to severe pain while continuing NSAID use. We anticipate reporting top-line 

results during the first quarter of calendar 2012.

We previously announced top-line results demonstrating that ARRY-797 achieved its 

primary endpoints for pain relief in two Phase 2 acute pain studies. ARRY-797 was  

well-tolerated with no serious adverse events. We also conducted two studies with a 

small number of patients: a 28-day rheumatoid arthritis study and a 12-week ankylosing 

spondylitis study, both of which indicated durable pain relief. We believe ARRY-797  

has an opportunity to address a significant unmet medical need in both acute and 

chronic pain.

ARRY-502—CRTh2 antagonist for allergic inflammation: During fiscal 2011, we 

initiated a 14-day Phase 1 multiple ascending dose trial of ARRY-502 in healthy 

volunteers for the evaluation of safety, pharmacokinetics and pharmacodynamics.  

We expect to complete enrollment and announce top-line results by year-end. We are 

planning a Phase 2a trial in patients with persistent asthma.

Asthma is a chronic condition of the airways and poses one of the more significant 

public health burdens today. The mainstay of asthma treatment consists of anti-

histamines, steroids and leukotriene antagonists. However, in patients that have 

persistent asthma symptoms, many investigators hypothesize that a key allergic 

mediator remains unchecked: prostaglandin D2 interacting with its receptor, CRTh2. 

There is emerging evidence suggesting that the presence of prostaglandin D2 and the 

up-regulation of CRTh2 play an important role in the increased symptoms and 

decreased lung function of patients with severe asthma.

ARRY-380—HER2 inhibitor for Breast Cancer: In December 2010, we announced 

positive interim results of ARRY-380 in a Phase 1 trial in 19 patients with HER2-positive 

metastatic breast cancer treated with ARRY-380 at doses greater than or equal to  

200 mg (twice daily), each of whom had been previously treated with Herceptin® 

(trastuzumab), and 81% of whom were previously treated with Tykerb® (lapatinib). Thirty-

two percent of these patients had a partial response or stable disease for six months or 

longer. Fifteen of these patients had measurable disease as defined by the Response 
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Evaluation Criteria in Solid Tumors (RECIST); of these patients, seven had regressions in 

target lesions. Of the four patients with no measurable disease, three had regressions 

of non-target chest wall lesions.

ARRY-380 was well-tolerated in this trial; the predominant treatment-related adverse 

events have been Grade 1. An expansion cohort in patients with HER2-positive 

metastatic breast cancer is close to completion to confirm safety and explore efficacy 

and pharmacodynamic markers. We are currently seeking a partner to further advance 

this program in development.

Select Partnered Programs
Selumetinib (AZD6244) (AstraZeneca, PLC)—MEK inhibitor for cancer: 

Selumetinib is being tested or has completed testing in 48 clinical trials. During 2010, 

AstraZeneca completed enrollment in two Phase 2 trials with selumetinib, which are the 

first two randomized Phase 2 combination trials with a MEK inhibitor:

•  Selumetinib in combination with DTIC® (dacarbazine) compared with DTIC alone 

as first-line treatment of patients with BRAF-mutant melanoma. Enrollment of 91 

patients was completed in March 2010. The primary end-point in this study is 

overall survival. 

•  Selumetinib in combination with Taxotere® (docetaxel) compared with Taxotere 

alone as second-line treatment of patients with KRAS-mutant non-small cell lung 

cancer. Enrollment of approximately 80 patients was completed in July 2010. The 

primary end-point in this study is overall survival. 

MEK162 (ARRY-162) (Novartis International Pharmaceutical Ltd.)—MEK 

inhibitor for cancer: In April 2011, under our development alliance, Novartis paid us a 

$10 million development milestone for the first patient visit in a Phase 2 clinical trial of 

MEK162 in patients with locally advanced and unresectable or metastatic malignant 

cutaneous melanoma harboring BRAFV600E or NRAS mutations. In addition, Novartis 

initiated three Phase 1b combination trials over the past three months:

•  MEK162 plus BEZ235 in patients with selected advanced solid tumors.

•  MEK162 plus BKM120 in patients with selected advanced solid tumors.

•  MEK162 plus RAF265 in patients with advanced solid tumors harboring RAS or 

BRAFV600E mutations.

Array also has an ongoing multi-arm Phase 1 study of MEK162 in patients with solid 

tumors. The status of this study is:

•  The dose-escalation arm completed enrollment of 19 patients in January 2010.

•  The first expansion arm in patients with biliary tract cancer completed enrollment of 

28 patients in September 2010.

•  Approximately 25 patients with KRAS-mutant colorectal cancer and 15 patients 

with BRAF-mutant colorectal cancer are anticipated to enroll in additional expansion 

arms of this trial.

Danoprevir (InterMune, program acquired by Roche)—NS3/4A protease for 

Hepatitis C Virus: From 2002 to 2007, scientists from Array and InterMune collaborated 

on discovery activities that resulted in the joint discovery of danoprevir. In October 2010, 

danoprevir was acquired by Roche for $175 million. Danoprevir is currently being tested 

in the following trials:

•  Phase 2b trial with boosted danoprevir, PEGASYS® (pegylated interferon alfa-2a) 

and COPEGUS® (ribavirin), which enrolled 421 treatment-naive chronic Hepatitis C 

patients.

•  Phase 2b trial with boosted danoprevir in triple, quad and interferon-free 

combinations which expects to enroll 421 treatment-experienced patients with 

chronic Hepatitis C.

ARRY-543 (ASLAN Pharmaceuticals)—HER2/EGFR inhibitor for cancer: We 

entered into a license and collaboration agreement with ASLAN Pharmaceuticals Pte 

Ltd in July 2011 to develop Array’s HER2/EGFR inhibitor, ARRY-543, which is currently 

entering Phase 2 development for solid tumors. Under the agreement, ASLAN will fund 

and develop ARRY-543 through proof of concept, initially targeting patients with gastric 

cancer through a development program conducted in Asia. Upon achievement of proof 

of concept, ASLAN will identify a global partner for Phase 3 development and 

commercialization. Array and ASLAN will share the proceeds of any such partnering 

transaction.

LY2603618 (Eli Lilly and Company)—Chk-1 Inhibitor for cancer: LY2603618 is a 

compound that resulted from a collaboration between Array and ICOS Corporation 

(which was acquired by Eli Lilly in 2007). Eli Lilly is currently testing LY2603618 in 

multiple Phase 1b/2 clinical trials, including four that began during the first half of 2011, 

in cancers such as non-small cell lung and pancreatic.
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AMG 151 (Amgen Inc.)—Glucokinase activator for type 2 diabetes: During fiscal 

2011, we completed two Phase 1 studies of AMG 151 under our collaboration and 

license agreement with Amgen: a multiple ascending dose trial in patients with Type 2 

diabetes to evaluate safety, exposure and glucose control over a 10-day period, and a 

relative bioavailability study assessing the effect of food and formulation on exposure. 

Amgen is responsible for future clinical development and commercialization for AMG 

151 and any resulting back-up compounds. In addition, Amgen is funding a research 

program at Array to identify and advance second-generation glucokinase activators.

GDC-0068 (RG7440) (Genentech Inc.)—AKT inhibitor for cancer: In May 2011, 

Genentech and their clinical investigators reported interim results on a Phase 1a  

trial with GDC-0068. The drug was well tolerated with a favorable safety profile. 

Pharmacodynamics and efficacy data showed GDC-0068 was active in patients, with 

greater than 60% pathway inhibition in tumors and surrogate tissue. In addition, 

Genentech advanced GDC-0068 into a Phase 1b dose-escalation study to evaluate 

the safety and pharmacology of GDC-0068 in combination with either Taxotere or 

fluoropyrimidine plus oxaliplatin in patients with advanced solid tumors.

ARRY-382 (Celgene Corporation)—cFMS inhibitor for cancer: In November 

2010, we received a $10 million milestone payment from Celgene upon filing an IND 

application for ARRY-382, which is currently in a Phase 1 clinical trial. Array is responsible 

for the continued development of ARRY-382 through Phase 1, and Celgene has an 

option to obtain exclusive rights to ARRY-382.

In addition, Array continues to work with Celgene on two other collaborative research 

programs: TYK2 for inflammation and PDGFR for fibrosis. Under the terms of Array’s 

agreement with Celgene, Celgene has an option to select two of the programs and 

Array would retain rights to the third. If Celgene exercises any of its options, Celgene 

would be responsible for additional development and commercialization of the drug, 

and Array would be entitled to receive additional milestones as well as royalties on sales 

of the drug.

ARRY-575 and GDC-0425 (RG7602) (Genentech)—Chk-1 inhibitor for cancer: 

Array entered into an oncology agreement with Genentech in August 2011 for the 

development of each company’s small-molecule Chk-1 program. The programs include 

Genentech’s compound GDC-0425 (RG7602), currently in Phase 1, and Array’s 

compound ARRY-575, which is being prepared for an IND application to initiate a Phase 

1 trial in patients with cancer. Under the terms of the agreement, Genentech is 

responsible for all clinical development and commercialization activities. Array received 

an upfront payment of $28 million and is eligible to receive clinical and commercial 

milestone payments up to $685 million and up to double-digit royalties on sales of any 

resulting drugs.

Strengthening Financial Position
We strengthened our financial position during fiscal 2011 compared to fiscal 2010:

•  Revenue—$71.9 million vs. $53.9 million, an increase of $18.0 million or 33%.

•  Net Loss—$56.3 million vs. $77.6 million, an improvement of $21.3 million.

•  Loss Per Share—$1.02 vs. $1.55, an improvement of $0.53.

•  Cash and Marketable Securities at year end, June 30, 2011—$64.7 million and we 

subsequently received $28 million from Genentech in September 2011.

These achievements continue to drive Array toward our goal of building the industry’s 

premier biopharmaceutical company.

Shareholder Letter
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Moving Forward
We look forward to a number of potential value creating events during the next two 

quarters, which we expect to include:

•  Selumetinib  Obtain top-line results for the two randomized and blinded Phase 2 

combination trials AstraZeneca is conducting:

 •  Selumetinib plus DTIC compared with DTIC alone as first-line 

treatment of patients with BRAF-mutatant melanoma.

 •  Selumetinib plus Taxotere compared with Taxotere alone as 

second-line treatment of patients with KRAS-mutant non-small 

cell lung cancer.

•  ARRY-502 Report Phase 1 multiple ascending dose trial top-line results.

•  ARRY-520 Report Phase 2 interim results in patients with MM.

•  ARRY-614  Report Phase 1 dose-escalation and cohort expansion results in 

patients with MDS.

•  ARRY-797  Report top-line Phase 2 results in 150 patients with osteoarthritis of 

the knee.

I would like to thank our employees for their dedication, creativity and hard work and  

for the contributions they have once again made toward Array’s continuing success. I 

also want to thank our partners and our shareholders for their continued confidence 

and support.

Robert E. Conway

Chief Executive Officer

September 15, 2011
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Our Business Strategy
We are building a fully integrated, commercial-stage biopharmaceutical company that 

discovers, develops and markets safe and effective small molecule drugs to treat patients 

afflicted with cancer and inflammatory diseases. We intend to accomplish this through 

the following strategies:

•  Research and develop drugs in cancer and inflammatory disease;

•  Commercialize alone or with a partner in North America select drugs that can be 

distributed through a therapeutic specialty sales force. Partner ex-U.S. rights providing a 

worldwide distribution platform and providing capital to fund development;

•  Partner select early-stage programs for continued research and development to 

receive research funding, plus significant milestones and royalties; and

•  Build a commercial capability to position our drugs to maximize their overall value. As 

our first drug nears approval, we will build a U.S.-based therapeutically-focused sales 

force to commercialize or co-promote our drugs.

Array BioPharma 2011 Annual Report
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ARRY-520 (Currently in Phase 2)
ARRY-520 inhibits kinesin spindle protein, or KSP, which plays an essential role in mitotic 

spindle formation. KSP inhibitors induce proliferating cells to die by disrupting mitotic 

spindle formation during cell division. Unlike other mitosis inhibitors, such as taxanes 

and vinca alkaloids, KSP inhibitors are not expected to cause certain side effects such 

as peripheral neuropathy and alopecia.

In preclinical models of acute myeloid leukemia (AML) and multiple myeloma (MM), 

including MM models that do not respond to Velcade® (bortezomib), treatment with 

ARRY-520 resulted in significant tumor regression. ARRY-520 also showed synergy in 

combination with Velcade in several preclinical MM models. This activity was 

accompanied by a significant increase in apoptosis. ARRY-520 also showed synergy 

when combined with Revlimid® (lenalidomide) in preclinical MM models.

When administered alone, ARRY-520 has shown promising preliminary clinical activity in 

patients with relapsed and refractory MM who were previously treated with both an 

immunomodulatory agent, or IMiD, (such as Revlimid, Thalomid® (thalidomide) or 

pomalidomide) and a proteasome inhibitor (such as Velcade or carfilzomib). Array 

presented interim results of a Phase 1 trial of ARRY-520 in patients with MM at the 2010 

Annual Meeting of the American Society of Hematology. Among the 30 evaluable 

patients enrolled in the Phase 1 trial across all dose levels, two partial responses and 

two minimal responses were reported and eight patients experienced stable disease or 

better for more than six months. Array plans to report updated Phase 1 and initial Phase 

2 data from this study by the end of 2011.

Development Status: Our clinical development activities for ARRY-520 consisted of the 

following during fiscal 2011:

•  Completed a Phase 1 trial in patients with solid tumors.

•  Completed a Phase 1 trial in patients with AML.

•  Completed enrollment in a Phase 1 trial in patients with relapsed and refractory MM.

•   Initiated a Phase 2 expansion cohort of ARRY-520 in combination with 

dexamethasone in refractory MM.

•  Initiated a Phase 1b study of ARRY-520 in combination with Velcade and 

dexamethasone in relapsed and refractory MM.

•  Continued enrollment in a Phase 2 single agent trial of ARRY-520 in MM.

During fiscal 2012, we plan to:

•  Complete the ongoing Phase 2 single-agent study, including completing the 

expansion cohort of ARRY-520 in combination with dexamethasone in Revlimid 

and Velcade in patients with dual-refractory MM.

•  Initiate a Phase 1b combination study with Revlimid in patients with relapsed and 

refractory MM.

•  Collaborate with M.D. Anderson and Onyx Therapeutics, Inc. on an investigator 

sponsored Phase 1b combination study with car filzomib in patients with  

refractory MM.

Array BioPharma 2011 Annual Report 100% Array Owned
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ARRY-614 (Currently in Phase 1)
ARRY-614, an orally active compound that inhibits both p38 and Tie-2, has been found 

to block cytokine/chemokine signaling production and attenuate apoptosis. ARRY-614 

demonstrates inhibition of inflammation and cytokine dependent tumor growth in 

preclinical models.

Myelodysplastic syndromes (MDS) are late onset diseases that are characterized by 

over-production of myelosuppressive cytokines which leads to aberrant apoptosis in 

hematological progenitor cells. p38 MAP kinase (p38) is implicated in dysregulation of 

apoptosis and myelosuppressive cytokine signaling and production. Tie-2 may affect 

this process by promoting cytokine production and altering stromal cell senescence. It 

is hypothesized that disrupting cytokine driven apoptosis in the normal progenitors and 

stromal cells may improve hematopoiesis in lower risk MDS patients.

In a Phase 1 clinical trial in healthy volunteers, ARRY-614 demonstrated dose-dependent 

suppression of IL-1β, PGE2, IL-6 and TNFα, as measured in ex vivo LPS-stimulated 

whole blood samples. Based on these data, as well as work done on Tie-2 in other 

experiments, the plasma exposure observed in the volunteers was predicted to result in 

significant inhibition of p38 and Tie-2 activity in human tissue and plasma.

Development Status: During fiscal 2011, we completed a Phase 1 trial in patients with 

MDS to determine safety, maximum tolerated dose and pharmacokinetics, and to 

obtain preliminary efficacy data, of ARRY-614 in this patient population. We also initiated 

and completed a clinical study in healthy subjects to evaluate a new formulation. Over 

the next fiscal year, we plan to initiate a second dose-escalation Phase 1 trial in patients 

with MDS using the improved formulation.

ARRY-380 (Currently in Phase 1)
ARRY-380 is an orally active, reversible and selective HER2 inhibitor. HER2, also known 

as ErbB2, is a receptor tyrosine kinase that is over-expressed in breast cancer and 

other cancers such as gastric and ovarian cancer. In multiple preclinical tumor models, 

ARRY-380 was well tolerated and demonstrated significant dose-related tumor growth 

inhibition that was superior to Herceptin® (trastuzumab) and Tykerb® (lapatinib). 

Additionally, in these models, ARRY-380 was well tolerated and additive for tumor 

growth inhibition when dosed in combination with the standard of care therapeutics 

Herceptin or Taxotere® (docetaxel).

In December 2010, Array presented positive interim results of ARRY-380 in a Phase 1 

trial in patients with advanced cancer at the San Antonio Breast Cancer Symposium. 

Interim results were presented on 19 patients with HER2-positive cancer evaluable for 

response who were treated with ARRY-380 at doses greater than or equal to 200 mg 

(twice daily). All of the HER2-positive metastatic breast cancer patients had been 

previously treated with Herceptin and 81% were previously treated with Tykerb. Thirty- 

two percent of the 19 patients had clinical benefit as measured by a partial response or 

stable disease for six months or longer. Fifteen of the 19 patients had measurable 

disease as defined by the Response Evaluation Criteria in Solid Tumors (RECIST); of 

these patients, seven had regressions in target lesions. Of the four patients with no 

measurable disease, three had regressions of non-target chest wall lesions. ARRY-380 

demonstrated an acceptable safety profile; the predominant treatment-related adverse 

events have been Grade 1. Because ARRY-380 is selective for HER2 and does not 

inhibit EGFR, there was, as expected, a low incidence and severity of diarrhea, rash 

and fatigue. Additionally, there were no Grade 4 treatment-related adverse events or 

treatment-related cardiac events reported. The maximum tolerated dose of ARRY-380 

established in this Phase 1 trial is 600 mg (twice daily). An expansion cohort in patients 

with HER2-positive metastatic breast cancer is ongoing to confirm safety and investigate 

pharmacodynamic markers.

Array BioPharma 2011 Annual Report 100% Array Owned



12

Recently, a sub-population of approximately one-third of HER2+ patients who express 

high level of truncated HER2 has been identified. This sub-population has been reported 

to have shorter progression free survival and overall survival from Herceptin-based 

therapy as compared to patients with low expression of truncated HER2. ARRY-380 

targets the intracellular kinase portion of HER2 and retains activity against the truncated 

HER2, making this population of patients a potentially attractive option for further drug 

development of ARRY-380.

Development Status: During fiscal 2011, we completed the dose escalation Phase 1 

trial to evaluate the safety, maximum tolerated dose and pharmacokinetics of ARRY-380 

in patients with advanced cancer. The drug was shown to have good pharmacokinetics, 

an acceptable safety profile, and anti-tumor activity in patients who had previously 

received Herceptin and Tykerb. ARRY-380 is currently in an expansion portion of the 

Phase 1 trial to confirm safety and the recommended dose for future trials. We are 

seeking a partner to further advance the program.

ARRY-797 (Currently in Phase 2)
p38 MAPK is an important mediator of pain and inflammation which modulates the 

production of the pro-inflammatory cytokines TNF, IL-6 and IL-1 as well as the pain 

mediator PGE2. ARRY-797 is an orally active inhibitor of p38 with unique physical 

properties: it is highly selective, highly water soluble and has low potential to cross the 

blood brain barrier. In a Phase 1 clinical trial in healthy volunteers, ARRY-797 

demonstrated dose-dependent marked suppression of all three of these cytokines, as 

measured in ex vivo LPS-stimulated whole blood samples.

To date, in Phase 1 and 2 studies, 417 individuals have received up to twelve weeks of 

ARRY-797 and the drug has been well tolerated. Among these individuals, pain data are 

available for 309 patients from four studies. In 2008, Array announced top-line results 

demonstrating that ARRY-797 achieved its primary endpoints for analgesic efficacy in 

two Phase 2 acute dental pain studies. ARRY-797 was well tolerated with no serious 

adverse events. In 2009, post hoc analyses of two studies with a small number of 

patients: a 28-day rheumatoid arthritis study and a 12-week ankylosing spondylitis 

study indicated durable pain relief with ARRY-797. Array believes ARRY-797 has an 

opportunity to address a significant unmet medical need in both acute and chronic pain.

ARRY-797 is currently being evaluated in a 28-day Phase 2 trial of patients with pain 

associated with osteoarthritis of the knee who are using concomitant nonsteroidal anti-

inflammatory drugs. Array anticipates reporting top-line results of this trial during the first 

quarter of calendar 2012.
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ARRY-502 (Currently in Phase 1)
ARRY-502, an oral CRTh2 antagonist, has the potential to be an effective treatment for 

patients with asthma, particularly those with severe conditions, and may have 

advantages over competitor molecules. In various preclinical models of allergic 

inflammation, ARRY-502 has demonstrated a high level of anti-inflammatory activity. In 

initial Phase I clinical trials ARRY-502 has been well tolerated and demonstrated 

pharmacodynamic activity.

Inappropriate inflammatory responses to environmental allergens underlie allergic 

reactions such as allergic asthma, allergic rhinitis and atopic dermatitis, which collectively 

affect up to 20% of the United States population. Despite the range of treatments used 

to treat allergic asthma, there remains a significant need for patients with severe asthma 

as well as for more convenient and safer therapies for those with mild to moderate 

asthma. Although severe asthma affects only approximately 10% of the asthmatic 

population, the condition results in approximately 60% of total healthcare costs associated 

with asthma. Currently, few treatment options exist for patients with severe asthma.

In severe allergic asthma, there is emerging evidence suggesting that a greater presence 

of the mediator prostaglandin D2, or PGD2, and an upregulation of CRTh2, a protein 

receptor for PGD2 that is expressed on inflammatory cells, may play a particularly 

important role in greater symptoms of asthma such as coughing and difficulty breathing 

and lower lung function. Indeed, activation of CRTh2 has been shown to result in 

chemotaxis and activation of inflammatory cells and stimulate the production of 

cytokines that are thought to drive asthma pathophysiology.

Based on the role of CRTh2 in mediating the actions of PGD2, selective antagonism of 

CRTh2 presents an attractive therapeutic approach to the treatment of severe allergic 

conditions. There are selective antagonists of CRTh2 in various stages of clinical 

development with compounds currently being evaluated in early Phase 2 studies in 

allergic rhinitis, asthma and eosinophilic esophagitis.

Development Status: Array initiated a 14-day Phase 1, randomized, double-blind, 

multiple ascending dose trial with ARRY-502 in healthy volunteers for the evaluation of 

safety, pharmacokinetics and pharmacodynamics. Array expects to complete enrollment 

and announce top-line results by year-end. The results to date from the Phase 1 single 

ascending dose study indicate that ARRY-502 has been well-tolerated at the doses 

evaluated, has shown excellent exposure and demonstrated good activity in 

pharmacodynamic assessments. Array expects to initiate a 28-day Phase 2a trial in 

persistent asthma over the next fiscal year.
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Selumetinib (AZD6244/ARRY-886)
(Partnered with AstraZeneca/Currently in Phase 2)

In December 2003, we entered into an out-licensing and collaboration agreement with 

AstraZeneca to develop our MEK program. Under the agreement, AstraZeneca acquired 

exclusive worldwide rights to our clinical development candidate, selumetinib (previously 

known as ARRY-142886), together with two other compounds for oncology indications, 

including AZD8330, which we invented during the collaboration. We retained the rights 

to all therapeutic indications for MEK compounds not selected by AstraZeneca for 

development, subject to the parties’ agreement to work exclusively together. In April 

2009, the exclusivity of the parties’ relationship ended and both companies are now 

free to independently research, develop and commercialize small molecule MEK 

inhibitors in the field of oncology. To date, we have earned $21.5 million in up-front and 

milestone payments. The agreement also provided for research funding, which is now 

complete, and provides potential additional development milestone payments of 

approximately $75 million and royalties on product sales.

Under this collaboration, we were responsible for Phase 1 clinical testing, which we 

completed in 2004, and AstraZeneca is responsible for all future development and 

commercialization of the compounds under the collaboration.

Development Status. The Phase 1 trial Array conducted in 2004 evaluated tolerability 

and pharmacokinetics of selumetinib following oral administration to patients with 

advanced cancer. In addition, the trial examined patients for indications of biological 

activity as well as pharmacodynamic and tumor biomarkers. Selumetinib inhibited the 

MEK pathway in tumor tissue at the dose that was later selected for Phase 2 studies 

and provided prolonged disease stabilization in a number of cancer patients who had 

previously received numerous other cancer therapies.

In June 2006, AstraZeneca initiated a Phase 2 study for selumetinib in patients with 

malignant melanoma, resulting in a $3 million milestone payment to us. The trial was a 

randomized Phase 2 study that compared selumetinib to Temodar® (temozolomide) in 

the treatment of patients with stage III/IV melanoma. AstraZeneca enrolled approximately 

180 patients at 40 centers worldwide in this study. AstraZeneca also initiated additional 

Phase 2 studies for selumetinib in colorectal, pancreatic and non-small cell lung cancer 

during 2006.

In 2008, AstraZeneca presented Phase 1 clinical trial results at the annual meeting of 

the American Society of Clinical Oncology, or ASCO, of a new selumetinib capsule 

formulation that replaces the mix/drink formulation used in all prior trials to that time. 

AstraZeneca reported that the new capsule’s maximum tolerated dose was 25% lower 

yet provided, on average, higher exposure than historical values for the mix/drink 

formulation. AstraZeneca also reported a complete response in one of the patients. 

AstraZeneca also presented at ASCO the following Phase 2 clinical trial results of 

selumetinib using the prior formulation:

•  Selumetinib compared to Alimta® (pemetrexed) in 84 non-small cell lung cancer, or 

NSCLC, patients: neither of these drugs demonstrated superior efficacy.

•  Selumetinib compared to Temodar in patients with advanced melanoma: there was 

no difference between the two treatment arms in the overall population comparing 

the safety and tolerability profile for selumetinib and these results were consistent 

with the results reported from the Phase 1 trial.

•  Selumetinib compared to Xeloda® (capecitabine) in patients with metastatic 

colorectal cancer: results showed that selumetinib was generally well tolerated, with 

neither of these drugs demonstrating superior efficacy.

AstraZeneca also reported that, in patients suffering from melanomas with RAF 

mutations in clinical trials, selumetinib provided partial responses in two out of 14 

patients using the Phase 2 mix/drink formulation and a complete response in one out of 

eight patients using the Phase 1 new capsule formulation.

AstraZeneca presented at the 2009 American Association for Cancer Research annual 

meeting results on a Phase 2 trial of selumetinib that showed a 12% overall response 

rate among patients with biliary cancer.

In 2010, AstraZeneca presented at the ASCO annual meeting results of a Phase 1 

clinical trial using the selumetinib capsule formulation in melanoma patients. This study 

evaluated two doses of selumetinib (50 mg twice daily and 75 mg twice daily) in 
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combination with four different chemotherapies: DTIC® (dacarbazine) (1000 mg/m2), 

Taxotere (75 mg/m2), Tarceva® (erlotinib) (100 mg daily) or Torisel® (temsirolimus) (25 

mg weekly). The study enrolled 25 melanoma patients, 18 of whom had evaluable 

tumors. Fourteen out of the 18 patients were treated with selumetinib plus DTIC, three 

with selumetinib plus Taxotere and one with selumetinib plus Torisel. Sixty-seven 

percent of these patients had previously failed at least one prior systemic treatment. Of 

the 18 patients, nine had BRAF-mutations. Of those patients with BRAF-mutations, five 

had a partial response, four had stable disease with a median time-to-progression of 

31 weeks. The other nine patients had wild-type BRAF, five of whom had stable 

disease and four of whom had progressive disease with a median time-to-progression 

of eight weeks. The median time to progression difference between BRAF-mutant and 

wild-type BRAF was statistically significant (p=0.01, Wilcoxon rank-sum test). 

Selumetinib plus chemotherapy had a 56% response rate in patients with BRAF- 

mutations, whereas no responses were observed in patients with wild-type BRAF. 

While the number of patients analyzed is small, the trend toward clinical benefit in patients 

with BRAF-mutation is inferred. This is the first disclosed efficacy data with the new 

formulation of selumetinib, which provides twice the drug exposure at the preferred dose.

During 2010, AstraZeneca completed enrollment in two Phase 2 trials with selumetinib, 

which are the first two randomized Phase 2 combination trials with a MEK inhibitor:

•  Selumetinib in combination with DTIC compared with DTIC alone in first-line 

melanoma patients with BRAF-mutation. The trial completed enrollment of 91 

patients in March 2010 with the primary end-point of overall survival.

•  Selumetinib in combination with Taxotere compared with Taxotere alone in second-

line non-small cell lung cancer patients with KRAS-mutation. The trial completed 

enrollment of approximately 80 patients in July 2010 with the primary end-point of 

overall survival.

Selumetinib is currently the subject of the following select additional Phase 2 trials:

•  Selumetinib or Temodar in patients with uveal melanoma. One-hundred-fifty-nine 

patients are anticipated to enroll in this trial.

•  Selumetinib in combination with irinotecan in second-line patients with KRAS or 

BRAF-mutation positive advanced or metastatic colorectal cancer. Fifty-seven 

patients are anticipated to enroll in this trial.

•  Selumetinib in combination with Tarceva in non-small cell lung cancer patients with 

KRAS or KRAS wild-type mutations. One hundred patients are anticipated to enroll 

in this trial.

•  Selumetinib in combination with Nexavar® (sorafenib) in patients with advanced 

hepatocellular cancer. One hundred patients are anticipated to enroll in this trial.

•  Selumetinib in combination with MK-2206 in patients with advanced colorectal 

cancer. Thirty-eight patients are anticipated to enroll in this trial.

In addition to the selumetinib trials described above, AstraZeneca has an ongoing 

Phase 1 clinical trial with ASD8330 in patients with solid tumors. In March 2007, 

AstraZeneca reported that it had dosed its first cancer patient in a Phase 1 clinical trial 

with AZD8330, triggering a $2 million milestone payment to us.
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MEK162 & MEK300 
(Partnered with Novartis/Currently in Phase 2)

In April 2010, we granted Novartis under a License Agreement the exclusive worldwide 

right to develop and commercialize MEK162, which is currently in multiple Phase 1 and 

Phase 2 cancer trials. Also included in the agreement were ARRY-300 (also known as 

MEK300) and other specified MEK inhibitors. Under the agreement, we are responsible 

for completing the ongoing Phase 1 clinical trial of MEK162 and may conduct further 

development of MEK162 in a specific cancer. Novartis is responsible for all other 

development activities. Novartis is also responsible for the commercialization of products 

under the agreement, subject to our option to co-detail approved drugs in the U.S.

In connection with signing the agreement, Novartis paid us $45 million, comprising an 

upfront fee and an initial milestone payment. In April 2011, we received a $10 million 

clinical research milestone from Novartis after Novartis had its first patient visit in a 

Phase 2 clinical trial. We are also eligible under the agreement to receive up to 

approximately $412 million in aggregate milestone payments if all clinical, regulatory and 

commercial milestones specified in the agreement are achieved for MEK162 and 

additional commercial milestone payments for MEK300 and other MEK inhibitors 

Novartis elects to develop under the agreement. The agreement provides Array with 

double-digit royalties on worldwide sales of any approved drugs, with royalties on U.S. 

sales at a significantly higher level. We will pay a percentage of development costs up 

to a maximum amount with annual caps. We may opt out of paying such development 

costs with respect to one or more products; in which case the U.S. royalty rate would 

then be reduced for any such product based on a specified formula, subject to a 

minimum that equals the royalty rate on sales outside the U.S. and we would no longer 

have the right to develop or detail such product.

Research suggests that the MEK pathway acts as an important axis in the proliferation 

of some common human tumors including melanoma, non-small cell lung, head, neck 

and pancreatic cancers. Increasing evidence suggests that MEK inhibition, either alone 

or in combination with other agents, may become an important therapeutic strategy in 

treating cancer. We believe MEK162 will be most effective in selected populations of 

cancer patients, such as those with tumors having BRAFV600E or KRAS mutations as 

well as in targeted combinations. MEK162 has been administered to more than 300 

patients/volunteers in clinical trials for either safety assessment or the treatment  

of oncology or inflammatory disease. The drug has demonstrated an acceptable safety 

profile and has demonstrated significant pharmacodynamic responses in the 

completed trials.

Development Status: During fiscal 2011, we completed enrollment of Phase 1 dose 

expansion cohorts in patients with biliary tract cancer, and patients with KRAS mutant 

colorectal cancer and initiated a Phase 1 dose expansion cohort in patients with BRAF- 

mutant colorectal cancer. In addition, Novartis initiated a Phase 2 open-label study to 

assess the safety and efficacy of MEK162 in patients with locally advanced and 

unresectable or metastatic malignant cutaneous melanoma harboring BRAFV600E or 

NRAS-mutations. The trial is designed to measure the objective response rate to 

treatment with MEK162 when administered orally to patients. The trial will also evaluate 

progression-free survival, safety and tolerability. In addition, Novartis initiated three 

Phase 1b combination trials over the past three months:

•  Safety, pharmacokinetics and pharmacodynamics of BEZ235 plus MEK162 in 

selected advanced solid tumor patients.

•  Safety, pharmacokinetics and pharmacodynamics of BKM120 plus MEK162 in 

selected advanced solid tumor patients.

•  MEK162 and RAF265 in adult patients with advanced solid tumors harboring RAS 

or BRAFV600E mutations.
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ARRY-543 
(Partnered with ASLAN Pharmaceuticals/Currently in Phase 2)

In July 2011, we entered into a collaboration agreement with ASLAN Pharmaceuticals 

Pte Ltd to develop Array’s HER2/EGFR inhibitor, ARRY-543, which is currently entering 

Phase 2 development for solid tumors. Under the agreement, ASLAN will fund and 

develop ARRY-543 through clinical proof of concept, initially targeting patients with 

gastric cancer through a development program conducted in Asia. Upon achievement 

of proof of concept, ASLAN will identify a global partner for Phase 3 development and 

commercialization. Array will share a significant portion of the proceeds of such 

partnering transaction.

ARRY-543 is a novel, selective and oral HER2/EGFR inhibitor, and has shown clinical 

activity in both HER2-positive and EGFR-positive tumors. Over 200 patients have 

received ARRY-543 either as monotherapy or in combination with chemotherapy.

Gastric cancer is a major public health problem in East Asia. Patients with locally 

advanced, metastatic or recurrent disease have a poor prognosis, with an overall 

median survival of approximately 11 months. EGFR and HER2 receptors are commonly 

overexpressed together in gastric cancer. Recent data from pivotal studies of Herceptin 

indicate that the activity of this drug is limited to the subset of patients whose disease 

has amplified copies of the HER2 gene. We believe ARRY-543 has the potential to 

augment or supersede the activity of Herceptin in this population, and in the broader 

population of gastric cancers that co-express both EGFR and HER2 receptors.

In a Phase 1 trial, ARRY-543 produced prolonged stable disease in patients with solid 

tumors who had previously failed prior treatments. Tablets of ARRY-543 were well-

tolerated up to 500 mg twice daily dosing. Systemic concentrations of ARRY-543 

increased with escalating doses at all dose levels tested. Sixty percent of patients 

receiving doses of 200 mg twice daily and higher had prolonged stable disease.

In a Phase 1 expansion cohort in patients with HER2-positive metastatic breast cancer 

or other ErbB-family cancer, ARRY-543 was generally well tolerated and demonstrated 

evidence of tumor regression and prolonged stable disease in EGFR- and HER2-

expressing cancers. Twenty-one metastatic breast cancer patients were evaluated: of 

the 12 with available biopsies, eight were confirmed HER2-positive. Of the confirmed 

patients with HER2-positive metastatic breast cancer in this study, 63% had stable 

disease. Clinical benefit (measured by tumor regression or stable disease) was 

demonstrated in five of the eight confirmed HER2 patients and patients with confirmed 

co-expression of HER2 and EGFR tended to have the best clinical benefit. In a cohort 

of patients with other cancers shown to over-express HER2 and EGFR, a patient with 

cholangiocarcinoma experienced a tumor marker response that was accompanied by a 

25% regression of target lesions.

Development Status: During fiscal 2011, we achieved the maximum tolerated dose and 

completed enrollment in three Phase 1b studies of ARRY-543 in combination with 

Xeloda, Taxotere and Gemzar® (gemcitabine) in patients with solid tumors. In July 2011, 

ASLAN began funding further development of ARRY-543 through clinical proof of 

concept, initially targeting patients with gastric cancer through a development program 

conducted in Asia.
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Danoprevir
(Partnered with InterMune, being developed by Roche/Currently 
in Phase 2)

In 2002, we entered into a collaboration with InterMune for the discovery of novel small 

molecule inhibitors of the Hepatitis C Virus, or HCV, NS3/4A protease. Under the terms 

of Array’s collaboration agreement with InterMune, InterMune funded certain drug 

discovery efforts, preclinical testing, process development and manufacturing in 

conformity with current Good Manufacturing Practices, or cGMP. InterMune will make 

milestone payments to us based on the selection and progress of clinical drug 

candidates, as well as royalties on sales of any products derived from the collaboration. 

To date, we have received $1.8 million in milestone payments and have the potential to 

earn an additional $9.0 million if all clinical and commercialization milestones are 

achieved under the agreement.

Development Status: From 2002 to 2007, scientists from Array and InterMune 

collaborated on discovery activities that resulted in the joint discovery of danoprevir, 

which was acquired by Roche in October 2010 for $175 million. During 2008, InterMune 

advanced danoprevir in a Phase 1b multiple ascending dose clinical trial evaluating 

danoprevir in combination with standard of care therapies in treatment-naive patients 

with chronic HCV genotype 1 infection. Results from the trial showed that danoprevir in 

combination with standard of care resulted in rapid and persistent reductions in HCV 

RNA in the patients. In addition, viral rebound was not observed in any patients receiving 

the treatment and danoprevir in combination with standard of care was safe and 

generally well-tolerated over 14 days.

During 2009, InterMune initiated a Phase 2b trial evaluating danoprevir in combination 

with standard of care therapies. In April 2010, InterMune announced top-line results 

from a planned interim analysis of the trial. Danoprevir was administered at either 300 

mg three times daily, 600 mg twice daily or 900 mg twice daily for 12 weeks in 

combination with PEGASYS® (pegylated interferon alfa-2a) and COPEGUS® (ribavirin), 

compared with placebo for the same duration plus PEGASYS and COPEGUS. In 

November 2009, InterMune reported that due to a safety signal, dosing in the 900 mg 

group had been stopped. InterMune reported that results from the study indicate 

danoprevir plus PEGASYS and COPEGUS are capable of achieving complete early 

virologic response rates as high as 90% compared to 43% in the placebo group. In 

addition, InterMune completed a Phase 1b trial (INFORM-1) of danoprevir and a 

polymerase inhibitor, RG7128.

Development Status: Danoprevir is currently being tested in the following trials:

•  Phase 2b trial with boosted danoprevir, PEGASYS and COPEGUS, which enrolled 

421 treatment-naive chronic Hepatitis C patients.

•  Phase 2b trial with boosted danoprevir in triple, quad and interferon-free 

combinations which expects to enroll 421 treatment-experienced patients with 

chronic Hepatitis C.
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LY2603618 
(Partnered with Eli Lilly/Currently in Phase 2)

In 1999 and 2000, Array entered into collaboration agreements involving small molecule 

Chk-1 inhibitors with ICOS Corporation. IC83 resulted from the collaboration between 

Array and ICOS. Eli Lilly and Company acquired ICOS in 2007. Array received a $250 

thousand milestone payment after the first patient was dosed with IC83, now 

LY2603618, in a Phase 1 clinical trial in early 2007. The agreements provided research 

funding, which has now ended. Array is entitled to receive additional milestone payments 

totaling $3.5 million based on Eli Lilly’s achievement of clinical and regulatory milestones 

with LY2603618.

Development Status: LY2603618 is currently in multiple Phase 1b/2 clinical trials, 

including four that began during the first half of 2011, in cancers such as non-small cell 

lung and pancreatic.

AMG 151 
(Partnered with Amgen/Currently in Phase 1) 

In December 2009, Array granted Amgen the exclusive worldwide rights to our small 

molecule glucokinase activator (GKA) program, including AMG 151. Under the 

Collaboration and License Agreement with Amgen, we were responsible for completing 

certain Phase 1 clinical trials of AMG 151, which we completed during fiscal 2011. 

Amgen is also funding an agreed upon number of full-time Array employees as part of 

the research collaboration intended to identify and advance second generation GKAs. 

Amgen is responsible for the further development and commercialization of AMG 151 

and any resulting second-generation compounds. The agreement also provides Array 

with an option to co-promote any approved GKAs with Amgen in the U.S. with certain 

limitations.

In partial consideration for the rights granted to Amgen under the agreement, Amgen 

paid an up-front fee of $60 million. Array is also entitled to receive up to approximately 

$666 million in aggregate milestone payments if all clinical and commercialization 

milestones specified in the agreement for AMG 151 and at least one back-up compound 

are achieved. We will also receive royalties on sales of any approved drugs developed 

under the agreement.

GKAs, such as AMG 151, represent a promising new class of drugs for the treatment of 

Type 2 diabetes. Glucokinase is the enzyme that senses glucose in the pancreas. 

Glucokinase also increases glucose utilization and decreases glucose production in the 

liver. GKAs regulate glucose levels via a dual mechanism of action—working in both the 

pancreas and the liver. The activation of glucokinase lowers glucose levels by enhancing 

the ability of the pancreas to sense glucose, which leads to increased insulin production. 

Simultaneously, GKAs increase the net uptake of blood glucose by the liver. In multiple 

well-established preclinical models of Type 2 diabetes, AMG 151 was highly efficacious 

in controlling both fasting and non-fasting blood glucose, with rapid onset of effect and 

maximal efficacy within five to eight once-daily doses. When combined with existing 

standard-of-care drugs (metformin, Januvia® (sitagliptin) or Actos® (pioglitazone), AMG 
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151 provided additional glucose control, which reached maximal efficacy after five to 

seven days of once-daily dosing. AMG 151 did not increase body weight, plasma 

triglycerides or total cholesterol, whether used as monotherapy or in combination with 

other diabetes drugs.

Development Status: During fiscal 2011, Array completed two Phase 1 studies, a 

multiple ascending dose trial in patients with Type 2 diabetes to evaluate safety, 

exposure and glucose control over a 10-day period and a relative bioavailability study 

assessing the effect of food and formulation on exposure. Amgen is responsible for all 

future development.

ARRY-575 & GDC-0425 
(RG7602)
(Partnered with Genentech/Currently in Phase 1)

In August 2011, we entered into an oncology agreement with Genentech for the 

development of each company’s small-molecule Checkpoint kinase 1 (Chk-1) 

program. The programs include Genentech’s compound GDC-0425 (RG7602), 

currently in Phase 1, and Array’s compound ARRY-575, which is being prepared for an 

investigational new drug application to initiate a Phase 1 trial in cancer patients. Under 

the terms of the agreement, Genentech is responsible for all clinical development and 

commercialization activities. Array will receive an upfront payment of $28 million and is 

eligible to receive clinical and commercial milestone payments up to $685 million and 

up to double-digit royalties on sales of any resulting drugs. 
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GDC-0068 
(Partnered with Genentech/Currently in Phase 1b)

We entered into a licensing and collaboration agreement with Genentech in December 

2003 to develop small molecule drugs against multiple therapeutic targets in the field of 

oncology. We initiated this collaboration to advance two of our proprietary oncology 

programs into clinical development. These programs included small molecule leads we 

had developed along with additional, related intellectual property. 

In June 2011, Genentech disclosed that one collaborative drug, GDC-0068, an AKT 

inhibitor, was advancing to a Phase 1b, open label, dose escalation study of the safety 

and pharmacology of GDC-0068 in combination with either Taxotere or fluoropyrimidine 

plus oxaliplatin in patients with advanced solid tumors.

VTX-2337 
(Partnered with VentiRx/Currently in Phase 1/2)

In February 2007, we entered into a licensing and collaboration agreement with the 

privately held biopharmaceutical company VentiRx, under which we granted VentiRx 

exclusive worldwide rights to certain molecules from our toll-like receptor, or TLR, 

program. The program contains a number of compounds targeting TLRs to activate 

innate immunity. 

VentiRx has completed a Phase 1 clinical trial one TLR drug, VTX-2337 in cancer. 

Phase 1 results on VTX-2337 were reported at the 2011 American Society of Clinical 

Oncology Annual Meeting in June 2011: Overall, VTX-2337 was well-tolerated, with the 

most common drug-related adverse events being mild to moderate in severity and 

including injection-site reactions and transient flu-like symptoms. The maximum tolerated 

dose of VTX-2337 was established to be 3.9 mg/m2. In addition, pharmacodynamic 

effects—as measured by a defined panel of biomarkers identified in preclinical 

studies—provide evidence of the biological activity of VTX-2337 in stimulating an innate 

immune response in cancer patients. Twenty-five percent of patients (N=8) treated with 

VTX-2337 experienced disease stabilization based on RECIST criteria at eight weeks. 

Patients with disease stabilization at eight weeks received additional doses of  

VTX-2337, ranging from 1 to 6 additional cycles (3 to 18 additional doses), until disease 

progression. One patient with metastatic melanoma demonstrated tumor regression 

after cessation of VTX-2337 remains disease free at 18 months post-treatment.

VentiRx has also reported that it plans to advance a broad clinical development program 

for VTX-2337, with four clinical studies targeted to begin in 2011. These trials will evaluate 

VTX-2337 in multiple oncology indications in combination with a variety of anticancer 

agents, including chemotherapy, monoclonal antibody therapy and radiation therapy.
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VTX-1463 
(Partnered with VentiRx/Currently in Phase 1)

In February 2007, we entered into a licensing and collaboration agreement with the 

privately held biopharmaceutical company VentiRx, under which we granted VentiRx 

exclusive worldwide rights to certain molecules from our toll-like receptor, or TLR, 

program. The program contains a number of compounds targeting TLRs to activate 

innate immunity. 

VentiRx has completed Phase 1 clinical trials on one TLR drug: VTX-1463 in allergy. 

Phase 1 results on VTX-1463 were reported at The American Academy of Allergy & 

Immunology (AAAAI) 2011 Annual Meeting in March 2011: the clinical trial assessed 

safety and efficacy of VTX-1463 in a randomized, placebo-controlled study in 80 

patients with confirmed allergy to grass pollen. The patients were divided into two 

dosing regimens or received placebo. Group A received ascending doses of 25, 50, 75 

and 100 micrograms once weekly for four weeks. Group B received once weekly 

administrations of 62.5 micrograms for four weeks. Patients underwent grass pollen 

exposure on Day 24. Both treatment groups demonstrated statistically significant 

improvement in the primary endpoint: allergy symptoms based on the Total Nasal 

Symptom Score (TNSS), a sum of scores for nasal congestion, itching, sneezing and 

rhinorrhea, compared to placebo (p=0.012 for group A; p=0.008 for Group B). TNSS is 

the key regulatory endpoint for allergic rhinitis. According to the AAAAI, allergic rhinitis, 

also known as hay fever, affects 60 million people in the U.S. Treatment was generally 

well-tolerated.

ARRY-382 
(Partnered with Celgene/Currently in Phase 1)

In September 2007, we entered into a worldwide strategic collaboration with Celgene 

focused on the discovery, development and commercialization of novel therapeutics in 

cancer and inflammation. The three collaborative research programs include: cFMS for 

oncology, TYK2 for inflammation and PDGFR for fibrosis. In November 2010, Array 

received a $10 million milestone payment upon filing an IND application for ARRY-382, 

a cFMS inhibitor, which is currently in a Phase 1 clinical trial. 

Partnered ProgramsArray BioPharma 2011 Annual Report



23

Partnered Discovery and 
Development Programs
We have collaborations with leading pharmaceutical and biotechnology companies 

under which we have out-licensed certain proprietary drug programs for further 

research, development and commercialization. Our largest or most advanced 

collaborations include our agreements with Amgen, ASLAN Pharmaceuticals, 

AstraZeneca, Celgene, Genentech, Roche and Novartis. Under some of these 

collaborations, such as with Novartis for MEK162, we continue development work that 

is funded all or in part by our collaborators. Under some of our other partnered 

programs, our involvement in the development or research phase has ended but we 

retain the right to receive clinical and commercialization milestones and/or royalties on 

sales of any products covered by the collaboration. We also have research partnerships 

with leading pharmaceutical and biotechnology companies, for which we design, create 

and optimize drug candidates and conduct preclinical testing across a broad range of 

therapeutic areas, on targets selected by our partners. In certain of these partnerships, 

we also perform process research and development, perform clinical development and 

manufacture clinical supplies.

Over the past 20 months, we signed strategic collaborations with Amgen, Genentech 

and Novartis. Together these collaborations resulted in $133 million in initial payments, 

and entitle Array to receive up to over $2.2 billion in potential milestone payments if all 

clinical and commercialization milestones under the agreements are achieved, double 

digit royalties and/or commercial co-detailing rights. We have received a total of $523.3 

million in research funding and in up-front and milestone payments from our collaboration 

partners since inception through June 30, 2011.

Our significant and/or recent collaborators under our partnered programs include:

•  Amgen—We entered into a worldwide strategic collaboration with Amgen in 

December 2009 to develop and commercialize our glucokinase activator, AMG 

151, and to discover potential back-up compounds for AMG 151.

•  ASLAN Pharmaceuticals—We entered into a collaboration and license agreement 

with ASLAN Pharmaceuticals in July 2011 to develop Array’s HER2/EGFR inhibitor, 

ARRY-543, which is currently entering Phase 2 development for solid tumors.

•  AstraZeneca—In December 2003, we entered into a collaboration and license 

agreement with AstraZeneca under which AstraZeneca received a license to three 

of our MEK inhibitors for cancer, including selumetinib, which is currently in multiple 

Phase 2 clinical trials.

•  Celgene—We entered into a worldwide strategic collaboration agreement with 

Celgene in September 2007 focused on the discovery, development and 

commercialization of novel therapeutics in cancer and inflammation. The most 

advanced drug is ARRY-382, a cFMS inhibitor for cancer, which is currently in a 

Phase 1 clinical trial.

•  Genentech—We entered into a worldwide strategic collaboration agreement with 

Genentech in January 2003, which was expanded in 2005, 2008, and 2009, and 

is focused on the discovery, development and commercialization of novel 

therapeutics. The most advanced drug is GDC-0068, an AKT inhibitor for cancer 

currently in a Phase 1b trial. The other programs under this collaboration are in 

preclinical development. In August 2011, we entered into an oncology partnership 

with Genentech for the development of each company’s small-molecule Checkpoint 

kinase 1 (Chk-1) program. The programs include Genentech’s compound GDC-

0425 (RG7602), currently in Phase 1, and Array’s compound, ARRY-575, which is 

being prepared for an investigational new drug application to initiate a Phase 1 trial 

in cancer patients.

•  InterMune (program acquired by Roche)—We entered into a collaboration with 

InterMune in 2002, which resulted in the joint discovery of danoprevir, a novel small 

molecule inhibitor of the Hepatitis C Virus NS3/4A protease. Roche Holding AG 

acquired danoprevir from InterMune in 2010. Danoprevir is currently in Phase 2b 

clinical trials.

•  Novartis—We entered into a worldwide strategic collaboration with Novartis in April 

2010 to develop and commercialize our MEK inhibitor, MEK162, and other MEK 

inhibitors identified in the agreement.

Under our partnered drug discovery programs, we are generally entitled to receive 

payments upon achievement of clinical development and commercialization milestones 

and royalties based on sales of any resulting drugs. Under our existing partnered 

program agreements, we have the potential to earn over $3.5 billion in additional 

milestone payments if we or our collaborators achieve the drug discovery, development 

and commercialization objectives detailed in those agreements. We also have the 

potential to earn royalties on any resulting product sales or share in the proceeds from 

development or commercialization arrangements resulting from 12 drug research and 

development programs.
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Amgen—AMG 151 (ARRY-403) 
Glucokinase Activator Program
In December 2009, Array granted Amgen the exclusive worldwide rights to our small 

molecule glucokinase activator (GKA) program, including AMG 151. Under the 

Collaboration and License Agreement with Amgen, we were responsible for completing 

certain Phase 1 clinical trials of AMG 151, which we completed during fiscal 2011. 

Amgen is also funding an agreed upon number of full-time Array employees as part of 

the research collaboration intended to identify and advance second generation GKAs. 

Amgen is responsible for the further development and commercialization of AMG 151 

and any resulting second generation compounds. The agreement also provides Array 

with an option to co-promote any approved GKAs with Amgen in the U.S. with certain 

limitations.

In partial consideration for the rights granted to Amgen under the agreement, Amgen 

paid an up-front fee of $60 million. Array is also entitled to receive up to approximately 

$666 million in aggregate milestone payments if all clinical and commercialization 

milestones specified in the agreement for AMG 151 and at least one back-up compound 

are achieved. We will also receive royalties on sales of any approved drugs developed 

under the agreement.

GKAs, such as AMG 151, represent a promising new class of drugs for the treatment of 

Type 2 diabetes. Glucokinase is the enzyme that senses glucose in the pancreas. 

Glucokinase also increases glucose utilization and decreases glucose production in the 

liver. GKAs regulate glucose levels via a dual mechanism of action—working in both the 

pancreas and the liver. The activation of glucokinase lowers glucose levels by enhancing 

the ability of the pancreas to sense glucose, which leads to increased insulin production. 

Simultaneously, GKAs increase the net uptake of blood glucose by the liver. In multiple 

well-established preclinical models of Type 2 diabetes, AMG 151 was highly efficacious 

in controlling both fasting and non-fasting blood glucose, with rapid onset of effect and 

maximal efficacy within five to eight once-daily doses. When combined with existing 

standard-of-care drugs (metformin, Januvia® (sitagliptin) or Actos® (pioglitazone), 

AMG 151 provided additional glucose control, which reached maximal efficacy after five 

to seven days of once-daily dosing. AMG 151 did not increase body weight, plasma 

triglycerides or total cholesterol, whether used as monotherapy or in combination with 

other diabetes drugs.

Development Status: During fiscal 2011, Array completed two Phase 1 studies, a 

multiple ascending dose trial in patients with Type 2 diabetes to evaluate safety, 

exposure and glucose control over a 10-day period and a relative bioavailability study 

assessing the effect of food and formulation on exposure. Amgen is responsible for all 

future development.
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ASLAN Pharmaceuticals—
ARRY-543—HER2/EGFR 
Program 
In July 2011, we entered into a collaboration agreement with ASLAN Pharmaceuticals 

Pte Ltd to develop Array’s HER2/EGFR inhibitor, ARRY-543, which is currently entering 

Phase 2 development for solid tumors. Under the agreement, ASLAN will fund and 

develop ARRY-543 through clinical proof of concept, initially targeting patients with 

gastric cancer through a development program conducted in Asia. Upon achievement 

of proof of concept, ASLAN will identify a global partner for Phase 3 development and 

commercialization. Array will share a significant portion of the proceeds of such 

partnering transaction.

ARRY-543 is a novel, selective and oral HER2/EGFR inhibitor, and has shown clinical 

activity in both HER2-positive and EGFR-positive tumors. Over 200 patients have 

received ARRY-543 either as monotherapy or in combination with chemotherapy.

Gastric cancer is a major public health problem in East Asia. Patients with locally 

advanced, metastatic or recurrent disease have a poor prognosis, with an overall 

median survival of approximately 11 months. EGFR and HER2 receptors are commonly 

overexpressed together in gastric cancer. Recent data from pivotal studies of Herceptin 

indicate that the activity of this drug is limited to the subset of patients whose disease 

has amplified copies of the HER2 gene. We believe ARRY-543 has the potential to 

augment or supersede the activity of Herceptin in this population, and in the broader 

population of gastric cancers that co-express both EGFR and HER2 receptors.

In a Phase 1 trial, ARRY-543 produced prolonged stable disease in patients with solid 

tumors who had previously failed prior treatments. Tablets of ARRY-543 were well-

tolerated up to 500 mg twice daily dosing. Systemic concentrations of ARRY-543 

increased with escalating doses at all dose levels tested. Sixty percent of patients 

receiving doses of 200 mg twice daily and higher had prolonged stable disease.

In a Phase 1 expansion cohort in patients with HER2-positive metastatic breast cancer 

or other ErbB-family cancer, ARRY-543 was generally well tolerated and demonstrated  

evidence of tumor regression and prolonged stable disease in EGFR- and HER2-

expressing cancers. Twenty-one metastatic breast cancer patients were evaluated: of 

the 12 with available biopsies, eight were confirmed HER2-positive. Of the confirmed 

patients with HER2-positive metastatic breast cancer in this study, 63% had stable 

disease. Clinical benefit (measured by tumor regression or stable disease) was 

demonstrated in five of the eight confirmed HER2 patients and patients with confirmed 

co-expression of HER2 and EGFR tended to have the best clinical benefit. In a cohort 

of patients with other cancers shown to over-express HER2 and EGFR, a patient with 

cholangiocarcinoma experienced a tumor marker response that was accompanied by a 

25% regression of target lesions.

Development Status: During fiscal 2011, we achieved the maximum tolerated dose and 

completed enrollment in three Phase 1b studies of ARRY-543 in combination with 

Xeloda, Taxotere and Gemzar® (gemcitabine) in patients with solid tumors. In July 2011, 

ASLAN began funding further development of ARRY-543 through clinical proof of 

concept, initially targeting patients with gastric cancer through a development program 

conducted in Asia.
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AstraZeneca—Selumetinib 
(AZD6244/ARRY-886) MEK 
Program 
In December 2003, we entered into an out-licensing and collaboration agreement with 

AstraZeneca to develop our MEK program. Under the agreement, AstraZeneca acquired 

exclusive worldwide rights to our clinical development candidate, selumetinib (previously 

known as ARRY-142886), together with two other compounds for oncology indications, 

including AZD8330, which we invented during the collaboration. We retained the rights 

to all therapeutic indications for MEK compounds not selected by AstraZeneca for 

development, subject to the parties’ agreement to work exclusively together. In April 

2009, the exclusivity of the parties’ relationship ended and both companies are now 

free to independently research, develop and commercialize small molecule MEK 

inhibitors in the field of oncology. To date, we have earned $21.5 million in up-front and 

milestone payments. The agreement also provided for research funding, which is now 

complete, and provides potential additional development milestone payments of 

approximately $75 million and royalties on product sales.

Under this collaboration, we were responsible for Phase 1 clinical testing, which we 

completed in 2004, and AstraZeneca is responsible for all future development and 

commercialization of the compounds under the collaboration.

Development Status. The Phase 1 trial Array conducted in 2004 evaluated tolerability 

and pharmacokinetics of selumetinib following oral administration to patients with 

advanced cancer. In addition, the trial examined patients for indications of biological 

activity as well as pharmacodynamic and tumor biomarkers. Selumetinib inhibited the 

MEK pathway in tumor tissue at the dose that was later selected for Phase 2 studies 

and provided prolonged disease stabilization in a number of cancer patients who had 

previously received numerous other cancer therapies.

In June 2006, AstraZeneca initiated a Phase 2 study for selumetinib in patients with 

malignant melanoma, resulting in a $3 million milestone payment to us. The trial was a 

randomized Phase 2 study that compared selumetinib to Temodar® (temozolomide) in 

the treatment of patients with stage III/IV melanoma. AstraZeneca enrolled approximately 

180 patients at 40 centers worldwide in this study. AstraZeneca also initiated additional 

Phase 2 studies for selumetinib in colorectal, pancreatic and non-small cell lung cancer 

during 2006.

In 2008, AstraZeneca presented Phase 1 clinical trial results at the annual meeting of 

the American Society of Clinical Oncology, or ASCO, of a new selumetinib capsule 

formulation that replaces the mix/drink formulation used in all prior trials to that time. 

AstraZeneca reported that the new capsule’s maximum tolerated dose was 25% lower 

yet provided, on average, higher exposure than historical values for the mix/drink 

formulation. AstraZeneca also reported a complete response in one of the patients. 

AstraZeneca also presented at ASCO the following Phase 2 clinical trial results of 

selumetinib using the prior formulation:

•  Selumetinib compared to Alimta® (pemetrexed) in 84 non-small cell lung cancer, or 

NSCLC, patients: neither of these drugs demonstrated superior efficacy.

•  Selumetinib compared to Temodar in patients with advanced melanoma: there was 

no difference between the two treatment arms in the overall population comparing 

the safety and tolerability profile for selumetinib and these results were consistent 

with the results reported from the Phase 1 trial.

•  Selumetinib compared to Xeloda® (capecitabine) in patients with metastatic 

colorectal cancer: results showed that selumetinib was generally well tolerated, with 

neither of these drugs demonstrating superior efficacy.

AstraZeneca also reported that, in patients suffering from melanomas with RAF 

mutations in clinical trials, selumetinib provided partial responses in two out of 14 

patients using the Phase 2 mix/drink formulation and a complete response in one out of 

eight patients using the Phase 1 new capsule formulation.

AstraZeneca presented at the 2009 American Association for Cancer Research annual 

meeting results on a Phase 2 trial of selumetinib that showed a 12% overall response 

rate among patients with biliary cancer.
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In 2010, AstraZeneca presented at the ASCO annual meeting results of a Phase 1 

clinical trial using the selumetinib capsule formulation in melanoma patients. This study 

evaluated two doses of selumetinib (50 mg twice daily and 75 mg twice daily) in 

combination with four different chemotherapies: DTIC® (dacarbazine) (1000 mg/m2), 

Taxotere (75 mg/m2), Tarceva® (erlotinib) (100 mg daily) or Torisel® (temsirolimus) (25 mg 

weekly). The study enrolled 25 melanoma patients, 18 of whom had evaluable tumors. 

Fourteen out of the 18 patients were treated with selumetinib plus DTIC, three with 

selumetinib plus Taxotere and one with selumetinib plus Torisel. Sixty-seven percent of 

these patients had previously failed at least one prior systemic treatment. Of the 18 

patients, nine had BRAF-mutations. Of those patients with BRAF-mutations, five had a 

partial response, four had stable disease with a median time-to-progression of 31 

weeks. The other nine patients had wild-type BRAF, five of whom had stable disease 

and four of whom had progressive disease with a median time-to-progression of eight 

weeks. The median time to progression difference between BRAF-mutant and wild-type 

BRAF was statistically significant (p=0.01, Wilcoxon rank-sum test). Selumetinib plus 

chemotherapy had a 56% response rate in patients with BRAF-mutations, whereas no 

responses were observed in patients with wild-type BRAF. While the number of patients 

analyzed is small, the trend toward clinical benefit in patients with BRAF-mutation is 

inferred. This is the first disclosed efficacy data with the new formulation of selumetinib, 

which provides twice the drug exposure at the preferred dose.

During 2010, AstraZeneca completed enrollment in two Phase 2 trials with selumetinib, 

which are the first two randomized Phase 2 combination trials with a MEK inhibitor:

•  Selumetinib in combination with DTIC compared with DTIC alone in first-line 

melanoma patients with BRAF-mutation. The trial completed enrollment of 91 

patients in March 2010 with the primary end-point of overall survival.

•  Selumetinib in combination with Taxotere compared with Taxotere alone in second-

line non-small cell lung cancer patients with KRAS-mutation. The trial completed 

enrollment of approximately 80 patients in July 2010 with the primary end-point of 

overall survival.

Selumetinib is currently the subject of the following select additional Phase 2 trials:

•  Selumetinib or Temodar in patients with uveal melanoma. One-hundred-fifty-nine 

patients are anticipated to enroll in this trial.

•  Selumetinib in combination with irinotecan in second-line patients with KRAS or 

BRAF-mutation positive advanced or metastatic colorectal cancer. Fifty-seven 

patients are anticipated to enroll in this trial.

•  Selumetinib in combination with Tarceva in non-small cell lung cancer patients with 

KRAS or KRAS wild-type mutations. One hundred patients are anticipated to enroll 

in this trial.

•  Selumetinib in combination with Nexavar® (sorafenib) in patients with advanced 

hepatocellular cancer. One hundred patients are anticipated to enroll in this trial.

•  Selumetinib in combination with MK-2206 in patients with advanced colorectal 

cancer. Thirty-eight patients are anticipated to enroll in this trial.

In addition to the selumetinib trials described above, AstraZeneca has an ongoing 

Phase 1 clinical trial with ASD8330 in patients with solid tumors. In March 2007, 

AstraZeneca reported that it had dosed its first cancer patient in a Phase 1 clinical trial 

with AZD8330, triggering a $2 million milestone payment to us.
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Celgene—Oncology and 
Inflammation Programs 
In September 2007, we entered into a worldwide strategic collaboration with Celgene 

focused on the discovery, development and commercialization of novel therapeutics in 

cancer and inflammation. Under the agreement, Celgene made an upfront payment of 

$40 million to us in part to provide research funding for activities conducted by Array. 

We are responsible for all discovery and clinical development through Phase 1 or Phase 

2a. Celgene has an option to select a limited number of drugs developed under the 

collaboration that are directed to up to two of four mutually selected discovery targets 

and will receive exclusive worldwide rights to the drugs, except for limited co-promotional 

rights in the U.S. Celgene’s option may be exercised with respect to drugs directed at 

any of the four targets at any time until the earlier of completion of Phase 1 or Phase 2a 

trials for the drug or September 2014. Additionally, we are entitled to receive, for each 

drug, potential milestone payments of $200 million if certain discovery, development 

and regulatory milestones are achieved and an additional $300 million if certain 

commercial milestones are achieved. We will also receive royalties on net sales of any 

drugs. We retain all rights to the other programs.

In June 2009, the parties amended the agreement to substitute a new discovery target 

in place of an existing target and Celgene paid Array an up-front fee of $4.5 million in 

consideration for the amendment. In September 2009, Celgene notified us that it was 

waiving its rights to one of the programs leaving Celgene the option to select two of the 

remaining three targets. In April 2010, Celgene announced names of three of our 

collaborative research programs: cFMS (oncology), TYK2 (inflammation) and PDGFR 

(fibrosis). In November 2010, Array received a $10 million milestone payment upon filing 

an IND application for ARRY-382, a cFMS inhibitor, which is currently in a Phase 1 

clinical trial.
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Eli Lilly—LY2603618 (IC83) 
Chk-1 Program
In 1999 and 2000, Array entered into collaboration agreements involving small molecule 

Chk-1 inhibitors with ICOS Corporation. IC83 resulted from the collaboration between 

Array and ICOS. Eli Lilly and Company acquired ICOS in 2007. Array received a $250 

thousand milestone payment after the first patient was dosed with IC83, now 

LY2603618, in a Phase 1 clinical trial in early 2007. The agreements provided research 

funding, which has now ended. Array is entitled to receive additional milestone payments 

totaling $3.5 million based on Eli Lilly’s achievement of clinical and regulatory milestones 

with LY2603618.

Development Status: LY2603618 is currently in multiple Phase 1b/2 clinical trials, 

including four that began during the first half of 2011, in cancers such as non-small cell 

lung and pancreatic.
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Genentech—GDC-0068,  
GDC-0425 (RG7602), ARRY-575 
and other Oncology Programs 
We entered into a licensing and collaboration agreement with Genentech in December 

2003 to develop small molecule drugs against multiple therapeutic targets in the field of 

oncology. We initiated this collaboration to advance two of our proprietary oncology 

programs into clinical development. These programs included small molecule leads we 

had developed along with additional, related intellectual property. Under the agreement, 

Genentech made an up-front payment, provides research funding and has so far paid 

us milestones for nominating a clinical candidate and advancing it into regulated safety 

assessment testing and Phase 1. In addition, Genentech has agreed to make additional 

potential development milestone payments and pay us royalties on any resulting product 

sales. Genentech is solely responsible for clinical development and commercialization 

of the resulting products.

In 2005, 2008 and 2009, we expanded our collaboration with Genentech to develop 

clinical candidates directed against an additional third, fourth and fifth target, respectively. 

Under the agreement, we receive additional research funding, as well as potential 

research and development milestone payments and product royalties based on the 

success of each new program. Genentech has paid Array a total of $15.5 million in 

up-front and milestone payments, and we have the potential to earn an additional $60 

million for all programs if Genentech continues development and achieves the remaining 

clinical milestones set forth in the agreement.

In September 2010, we and Genentech extended the agreement for an additional two 

years of funded research through January 2013. 

In June 2011, Genentech disclosed that one collaborative drug, GDC-0068, an AKT 

inhibitor, was advancing to a Phase 1b, open label, dose escalation study of the safety 

and pharmacology of GDC-0068 in combination with either Taxotere or fluoropyrimidine 

plus oxaliplatin in patients with advanced solid tumors.

In August 2011, we entered into an oncology agreement with Genentech for the 

development of each company’s small-molecule Checkpoint kinase 1 (Chk-1) program. 

The programs include Genentech’s compound GDC-0425 (RG7602), currently in 

Phase 1, and Array’s compound ARRY-575, which is being prepared for an investigational 

new drug application to initiate a Phase 1 trial in cancer patients. Under the terms of the 

agreement, Genentech is responsible for all clinical development and commercialization 

activities. Array will receive an upfront payment of $28 million and is eligible to receive 

clinical and commercial milestone payments up to $685 million and up to double-digit 

royalties on sales of any resulting drugs. 
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InterMune (being developed  
by Roche)—Danoprevir 
(RG7227/ITMN-191) Hepatitis C 
Virus NS3/4A Protease Program 
In 2002, we entered into a collaboration with InterMune for the discovery of novel small 

molecule inhibitors of the Hepatitis C Virus, or HCV, NS3/4A protease. Under the terms 

of Array’s collaboration agreement with InterMune, InterMune funded certain drug 

discovery efforts, preclinical testing, process development and manufacturing in 

conformity with current Good Manufacturing Practices, or cGMP. InterMune will make 

milestone payments to us based on the selection and progress of clinical drug 

candidates, as well as royalties on sales of any products derived from the collaboration. 

To date, we have received $1.8 million in milestone payments and have the potential to 

earn an additional $9.0 million if all clinical and commercialization milestones are 

achieved under the agreement.

Development Status: From 2002 to 2007, scientists from Array and InterMune 

collaborated on discovery activities that resulted in the joint discovery of danoprevir, 

which was acquired by Roche in October 2010 for $175 million. During 2008, InterMune 

advanced danoprevir in a Phase 1b multiple ascending dose clinical trial evaluating  

danoprevir in combination with standard of care therapies in treatment-naive patients 

with chronic HCV genotype 1 infection. Results from the trial showed that danoprevir in 

combination with standard of care resulted in rapid and persistent reductions in HCV 

RNA in the patients. In addition, viral rebound was not observed in any patients receiving 

the treatment and danoprevir in combination with standard of care was safe and 

generally well-tolerated over 14 days.

During 2009, InterMune initiated a Phase 2b trial evaluating danoprevir in combination 

with standard of care therapies. In April 2010, InterMune announced top-line results 

from a planned interim analysis of the trial. Danoprevir was administered at either 300 

mg three times daily, 600 mg twice daily or 900 mg twice daily for 12 weeks in 

combination with PEGASYS® (pegylated interferon alfa-2a) and COPEGUS® (ribavirin), 

compared with placebo for the same duration plus PEGASYS and COPEGUS. In 

November 2009, InterMune reported that due to a safety signal, dosing in the 900 mg 

group had been stopped. InterMune reported that results from the study indicate 

danoprevir plus PEGASYS and COPEGUS are capable of achieving complete early 

virologic response rates as high as 90% compared to 43% in the placebo group. In 

addition, InterMune completed a Phase 1b trial (INFORM-1) of danoprevir and a 

polymerase inhibitor, RG7128.

Development Status: Danoprevir is currently being tested in the following trials:

•  Phase 2b trial with boosted danoprevir, PEGASYS and COPEGUS, which enrolled 

421 treatment-naive chronic Hepatitis C patients.

•  Phase 2b trial with boosted danoprevir in triple, quad and inter feron-free 

combinations which expects to enroll 421 treatment-experienced patients with 

chronic Hepatitis C.
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Novartis—MEK162 (ARRY-162) 
MEK Inhibitor Program 
In April 2010, we granted Novartis under a License Agreement the exclusive worldwide 

right to develop and commercialize MEK162, which is currently in multiple Phase 1 and 

Phase 2 cancer trials. Also included in the agreement were ARRY-300 (also known as 

MEK300) and other specified MEK inhibitors. Under the agreement, we are responsible 

for completing the ongoing Phase 1 clinical trial of MEK162 and may conduct further 

development of MEK162 in a specific cancer. Novartis is responsible for all other 

development activities. Novartis is also responsible for the commercialization of products 

under the agreement, subject to our option to co-detail approved drugs in the U.S.

In connection with signing the agreement, Novartis paid us $45 million, comprising an 

upfront fee and an initial milestone payment. In April 2011, we received a $10 million 

clinical research milestone from Novartis after Novartis had its first patient visit in a 

Phase 2 clinical trial. We are also eligible under the agreement to receive up to 

approximately $412 million in aggregate milestone payments if all clinical, regulatory and 

commercial milestones specified in the agreement are achieved for MEK162 and 

additional commercial milestone payments for MEK300 and other MEK inhibitors 

Novartis elects to develop under the agreement. The agreement provides Array with 

double-digit royalties on worldwide sales of any approved drugs, with royalties on U.S. 

sales at a significantly higher level. We will pay a percentage of development costs up 

to a maximum amount with annual caps. We may opt out of paying such development 

costs with respect to one or more products; in which case the U.S. royalty rate would 

then be reduced for any such product based on a specified formula, subject to a 

minimum that equals the royalty rate on sales outside the U.S. and we would no longer 

have the right to develop or detail such product.

Research suggests that the MEK pathway acts as an important axis in the proliferation 

of some common human tumors including melanoma, non-small cell lung, head, neck 

and pancreatic cancers. Increasing evidence suggests that MEK inhibition, either alone 

or in combination with other agents, may become an important therapeutic strategy in 

treating cancer. We believe MEK162 will be most effective in selected populations of 

cancer patients, such as those with tumors having BRAFV600E or KRAS-mutations as 

well as in targeted combinations. MEK162 has been administered to more than 300 

patients/volunteers in clinical trials for either safety assessment or the treatment of oncology 

or inflammatory disease. The drug has demonstrated an acceptable safety profile and has 

demonstrated significant pharmacodynamic responses in the completed trials.

Development Status: During fiscal 2011, we completed enrollment of Phase 1 dose 

expansion cohorts in patients with biliary tract cancer, and patients with KRAS-mutant 

colorectal cancer and initiated a Phase 1 dose expansion cohort in patients with BRAF-

mutant colorectal cancer. In addition, Novartis initiated a Phase 2 open-label study to 

assess the safety and efficacy of MEK162 in patients with locally advanced and 

unresectable or metastatic malignant cutaneous melanoma harboring BRAFV600E or 

NRAS-mutations. The trial is designed to measure the objective response rate to 

treatment with MEK162 when administered orally to patients. The trial will also evaluate 

progression-free survival, safety and tolerability. In addition, Novartis initiated three 

Phase 1b combination trials over the past three months:

•  Safety, pharmacokinetics and pharmacodynamics of BEZ235 plus MEK162 in 

selected advanced solid tumor patients.

•  Safety, pharmacokinetics and pharmacodynamics of BKM120 plus MEK162 in 

selected advanced solid tumor patients.

•  MEK162 and RAF265 in adult patients with advanced solid tumors harboring RAS- 

or BRAFV600E-mutations.
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VentiRx–VTX-2337 & VTX-1463 
Toll-Like Receptor (TLR-8) 
Program
In February 2007, we entered into a licensing and collaboration agreement with the 

privately held biopharmaceutical company VentiRx, under which we granted VentiRx 

exclusive worldwide rights to certain molecules from our toll-like receptor, or TLR, 

program. The program contains a number of compounds targeting TLRs to activate 

innate immunity. We received equity in VentiRx as well as an up-front payment and the 

right to receive potential milestone payments and royalties on product sales. To date, 

we have received $1.1 million in milestone payments and have the potential to earn 

$57.5 million if VentiRx achieves the remaining clinical and commercial milestones under 

the agreement. 

VentiRx has reported that it completed Phase 1 clinical trials on its first two candidates, 

VTX-2337 in cancer and VTX-1463 in allergy. VentiRx reported results from both trials at 

recent scientific meetings. Phase 1 results on VTX-1463 were reported at The American 

Academy of Allergy & Immunology (AAAAI) 2011 Annual Meeting in March 2011. This 

clinical trial assessed safety and efficacy of VTX-1463 in a randomized, placebo- 

controlled study in 80 patients with confirmed allergy to grass pollen. The patients were 

divided into two dosing regimens or received placebo. Group A received ascending 

doses of 25, 50, 75 and 100 micrograms once weekly for four weeks. Group B received 

once weekly administrations of 62.5 micrograms for four weeks. Patients underwent 

grass pollen exposure on Day 24. Both treatment groups demonstrated statistically 

significant improvement in the primary endpoint: allergy symptoms based on the Total 

Nasal Symptom Score (TNSS), a sum of scores for nasal congestion, itching, sneezing 

and rhinorrhea, compared to placebo (p=0.012 for Group A; p=0.008 for Group B). 

TNSS is the key regulatory endpoint for allergic rhinitis. According to the AAAAI, allergic 

rhinitis, also known as hay fever, affects 60 million people in the U.S. Treatment was 

generally well-tolerated.

Phase 1 results on VTX-2337 were reported at the 2011 American Society of Clinical 

Oncology Annual Meeting in June 2011. Overall, VTX-2337 was well-tolerated, with the 

most common drug-related adverse events being mild to moderate in severity and 

including injection-site reactions and transient flu-like symptoms. The maximum tolerated 

dose of VTX-2337 was established to be 3.9 mg/m2. In addition, pharmacodynamic 

effects—as measured by a defined panel of biomarkers identified in preclinical 

studies—provide evidence of the biological activity of VTX-2337 in stimulating an innate 

immune response in cancer patients. Twenty-five percent of patients (N=8) treated with 

VTX-2337 experienced disease stabilization based on RECIST criteria at eight weeks. 

Patients with disease stabilization at eight weeks received additional doses of  

VTX-2337, ranging from 1 to 6 additional cycles (3 to 18 additional doses), until disease 

progression. One patient with metastatic melanoma demonstrated tumor regression 

after cessation of VTX-2337 remains disease free at 18 months post-treatment.

VentiRx has also reported that it plans to advance a broad clinical development program 

for VTX-2337, with four clinical studies targeted to begin in 2011. These trials will evaluate 

VTX-2337 in multiple oncology indications in combination with a variety of anticancer 

agents, including chemotherapy, monoclonal antibody therapy and radiation therapy.
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Investor Relations
Array BioPharma Inc.
3200 Walnut Street
Boulder, Colorado 80301
303.381.6600
IR@arraybiopharma.com

Information regarding Array BioPharma is also available at: www.arraybiopharma.com.

Stock Listing
Array BioPharma common stock is traded on the Nasdaq Stock Market under the 
symbol ARRY.
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Forward-Looking Statement
This Annual Report contains forward-looking statements within the meaning of the 
Private Securities Litigation Reform Act of 1995 that involve significant risks and 
uncertainties. These forward-looking statements include, but are not limited to, 
statements concerning the future drug development plans and projected timelines for 
the initiation and completion of preclinical and clinical trials by Array or our collaborators; 
the potential for the results of ongoing preclinical or clinical trials conducted by Array or 
our collaborators to support regulatory approval or the marketing success of drug 
candidates; our plans with respect to the timing and scope of the expansion of our 
clinical and commercialization capabilities; other statements regarding our future 
product development and regulatory strategies, including with respect to specific 
indications; the ability of third-party contract manufacturing parties to support our drug 
development activities; any statements regarding our future financial performance, 
results of operations or sufficiency of capital resources to fund our operating requirements; 
and any other statements which are other than statements of historical fact.

Although we believe the assumptions upon which our forward-looking statements are 
based currently to be reasonable, our actual results could differ materially from those 
anticipated in these forward-looking statements as a result of many factors. These 
factors include, but are not limited to, our ability to continue to fund and successfully 
progress internal research and development efforts and to create effective, commercially 
viable drugs; our ability to effectively and efficiently conduct clinical trials in light of 
increasing costs and difficulties in locating appropriate trial sites and in enrolling patients 
who meet the criteria for certain clinical trials; the extent to which the pharmaceutical 
and biotechnology industries are willing to in-license drug candidates for their product 
pipelines and to collaborate with and fund third parties on their drug discovery activities; 
our ability to out-license our proprietary candidates on favorable terms; risks associated 
with our dependence on our collaborators for the clinical development and 
commercialization of our out-licensed drug candidates; the ability of our collaborators 
and of Array to meet objectives tied to milestones and royalties; our ability to attract and 
retain experienced scientists and management; our ability to achieve and maintain 
profitability; and the risk factors set forth in our Annual Report filed on form 10-K under 
the caption Item 1A. Risk Factors. We are providing this information as of the date of this 
report. We undertake no duty to update any forward-looking statements to reflect the 
occurrence of events or circumstances after the date of such statements or of 
anticipated or unanticipated events that alter any assumptions underlying such 
statements.
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