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Indicate by check mark whether the registrant: (1) has filed all reports required to be filed by Section 13 or 15(d)
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Item 1. Business
Overview

AtheroGenics is a research-based pharmaceutical company incorporated in the State of Georgia in 1993. We are
focused on the discovery, development and commercialization of novel drugs for the treatment of chronic
inflammatory diseases, including coronary heart disease, organ transplant rejection, rheumatoid arthritis and asthma.
We have developed a proprietary vascular protectant, or v-protectant®, technology platform to discover drugs to treat
these types of diseases. Based on our v-protectant® platform, we have two drug development programs in clinical
trials and are pursuing a number of other preclinical programs.

AGI-1067 is our v-protectant® candidate that is most advanced in clinical development. AGI-1067 is designed to
benefit patients with coronary heart disease ( CHD ), which is atherosclerosis of the blood vessels of the heart.
Atherosclerosis is a common disease that results from inflammation and the buildup of plaque in arterial blood vessel
walls. Nearly 13 million people in the United States currently have diagnosed CHD. There are no medications
available for physicians to directly treat the underlying chronic inflammation associated with CHD. Instead,
physicians treat risk factors, such as high cholesterol and high blood pressure, to slow the progression of the disease.
The anti-inflammatory mechanism of AGI-1067 represents a novel, direct therapeutic approach that may be suitable as
a chronic treatment for all patients with CHD, including those without traditional risk factors.

In 2004, we completed a Phase IIb clinical trial called CART-2, a 465-patient study that examined the effect of
12 months of AGI-1067 therapy on atherosclerosis and post-angioplasty Restenosis, which is the re-narrowing of the
arteries following angioplasty. Two leading cardiac intravascular ultrasound laboratories independently analyzed the
final data from CART-2. The primary endpoint of the trial was a change in coronary atherosclerosis, measured as total
plaque volume after a 12-month treatment period compared to baseline values. Combined results of the final analysis
from the two laboratories, which were based on an evaluation of intravascular ultrasounds from approximately
230 patients in the study, indicate that AGI-1067 reduced plaque volume by an average of 2.3%, which was
statistically significant. Results from the patient group receiving both placebo and standard of care indicated a plaque
volume measure that was not statistically different from baseline. While the plaque regression observed in the
AGI-1067 group exceeded that observed in the standard of care group numerically, the difference did not reach
statistical significance, although a trend towards significance was seen in one laboratory s analysis. An important
analysis from the trial, change in plaque volume in the most severely diseased subsegment, showed statistically
significant regression from baseline by an average of 4.8%. The results also demonstrated a significant reduction in
myeloperoxidase, an inflammatory biomarker that correlates with future cardiovascular events. Overall adverse event
rates were similar in the AGI-1067 and standard of care groups, and AGI-1067 was generally well tolerated.

Based on the results of an End of Phase II meeting with the U.S. Food and Drug Administration ( FDA ), we
developed a pivotal Phase III clinical trial protocol to evaluate AGI-1067 for the treatment of atherosclerosis. The
Phase III protocol has received a Special Protocol Assessment from the FDA in 2003. A Special Protocol Assessment
is written confirmation from the FDA that the protocol is adequately designed to support a New Drug Application
( NDA ) for the drug in the specified treatment area.

In 2003, we initiated the pivotal Phase III trial Aggressive Reduction of Inflammation Stops Events ( ARISE ),
which is being conducted in cardiac centers in the United States, Canada, the United Kingdom and South Africa.
ARISE will evaluate the impact of AGI-1067 on important outcome measures such as death due to coronary disease,
myocardial infarction, stroke, coronary re-vascularization and unstable angina in patients who have CHD. The study
will assess the incremental benefits of AGI-1067 versus the current standard of care therapies in this patient
population. As such, all patients in the trial, including those on placebo, will be receiving other appropriate heart
disease medications, including statins and other cholesterol-lowering therapies, high blood pressure medications and
anti-clotting agents.
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We originally planned to enroll in ARISE 4,000 patients who would be followed for an average of 18 months or
until a minimum of 1,160 primary events, or outcome measures, had occurred. In February 2005, we announced that
the FDA approved our proposed amendment to the ARISE Phase III clinical trial protocol. The changes to the ARISE
clinical trial protocol were intended to enhance the trial as well as to accelerate its pace without affecting the Special
Protocol Assessment with the FDA. The changes approved by the FDA included our plan to increase the number of
patients in the study to 6,000, eliminate the minimum 12 month follow-up period for patients and decrease the
minimum number of primary events to 990. We have completed patient enrollment with a total of 6,127 patients in the
study. The revised target number of events will continue to yield greater than 95 percent statistical power to detect a
20 percent difference in clinical events between the study arms. We expect to complete the ARISE trial in the second
half of 2006 and then plan to file an NDA with the FDA in early 2007.

In December 2005, as discussed below, we announced a license and collaboration agreement with AstraZeneca for
the global development and commercialization of AGI-1067. Under the terms of the agreement we received an
upfront license fee of $50 million and, subject to the achievement of specific milestones including a successful
outcome in ARISE, we will be eligible for development and regulatory milestones of up to an aggregate of
$300 million. The agreement also provides for progressively demanding sales performance related milestones of up to
an additional $650 million in the aggregate. In addition, we will also receive royalties on product sales. AstraZeneca
has the right to terminate the license and collaboration agreement at specified periods as further described in

Collaborations below.

In October 2005, we entered into a commercial supply agreement with The Dow Chemical Company ( Dow ), a
multinational pharmaceutical chemical manufacturing company, for the manufacture of the bulk active ingredient of
AGI-1067. The agreement also provides for the manufacture of Probucol USP, the starting material used in the
manufacturing process of AGI-1067. Under our joint license and collaboration agreement with AstraZeneca, the
manufacturing agreement with Dow will be assigned to AstraZeneca which is responsible for supplying all of the
manufacturing, packaging and labeling.

AGI-1096, our second v-protectant® candidate, is a novel antioxidant and selective anti-inflammatory agent that is
being developed to address the accelerated inflammation of grafted blood vessels, known as transplant arteritis,
common in chronic organ transplant rejection. We are working with Astellas Pharma Inc. ( Astellas ) (formerly known
as Fujisawa Pharmaceutical Co. Ltd.) to further develop AGI-1096 in preclinical and early-stage clinical trials. In a
Phase I clinical trial investigating the safety and tolerability of oral AGI-1096 in combination with Astellas tacrolimus
(Prograf®) conducted in healthy volunteers, results indicated that regimens of AGI-1096 administered alone, and
concomitant with tacrolimus, were generally well-tolerated, and there were no serious adverse events associated with
either regimen during the course of the study. AGI-1096 has also demonstrated pharmacological activity in certain
preclinical studies that were conducted as part of the ongoing collaboration. In February 2006, we announced the
extension of our collaboration with Astellas to conduct preclinical and early-stage clinical trials, with Astellas funding
all development costs during the term of the agreement. Astellas will also retain the exclusive option to negotiate for
late stage development and commercial rights to AGI-1096.

We have also identified additional potential v-protectant® candidates to treat other chronic inflammatory diseases,
including asthma. We are evaluating these v-protectants® to determine lead drug candidates for clinical development.
We plan to develop these compounds rapidly and may seek regulatory fast track status, if available, to expedite
development and commercialization. We plan to continue to expand upon our drug discovery efforts and new
compounds using functional genomics to identify novel therapeutic gene targets. Functional genomics is the process
by which one uses scientific models and techniques to discover and modify genes, measure the consequences of the
modifications, and reliably determine the function of those genes.

2
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Business Strategy

Our objective is to become a leading pharmaceutical company focused on discovering, developing and
commercializing novel drugs for the treatment of chronic inflammatory diseases. The key elements of our strategy
include the following:

Continue aggressive development program for AGI-1067. We intend to rapidly develop AGI-1067 for the
treatment and prevention of atherosclerosis in patients with CHD.

Extend our v-protectant® technology platform into additional therapeutic areas that address unmet medical
needs. We believe that our v-protectants® have the potential for treating a wide variety of other chronic
inflammatory diseases. These indications include chronic organ transplant rejection, rheumatoid arthritis, asthma
and other diseases. We have completed two Phase I clinical trials with positive results for AGI-1096, a
v-protectant® developed for the prevention of chronic organ transplant rejection.

Expand our clinical product candidate portfolio. In addition to our existing discovery programs, we intend to
acquire rights to other product candidates and technologies that complement our existing product candidate lines
or that enable us to capitalize on our scientific and clinical development expertise. We plan to expand our product
candidate portfolio by in-licensing or acquiring product candidates, technologies or companies.

Commercialize our products. We plan to collaborate with large pharmaceutical companies to commercialize
products that we develop to target patient or physician populations in broad markets. For example, we have
entered into a license and collaboration agreement with AstraZeneca to commercialize AGI-1067 due to its
applicability to broad commercial markets.
Additionally, we plan to develop a sales force to commercialize those of our other products that we develop to target
appropriate patient or physician populations in narrow markets. For example, we plan to establish a 125-person sales
force to co-promote AGI-1067 to a narrow segment of specialist physicians.
Inflammation and Disease

Inflammation is a normal response of the body to protect tissues from infection, injury or disease. The
inflammatory response begins with the production and release of chemical agents by cells in the infected, injured or
diseased tissue. These agents cause redness, swelling, pain, heat and loss of function. Inflamed tissues generate
additional signals that recruit white blood cells to the site of inflammation. White blood cells destroy any infective or
injurious agent, and remove cellular debris from damaged tissue. This inflammatory response usually promotes
healing but, if uncontrolled, may become harmful.

The inflammatory response can be either acute or chronic. Acute inflammation lasts at most only a few days. The
treatment of acute inflammation, where therapy includes the administration of aspirin and other non-steroidal
anti-inflammatory agents, provides relief of pain and fever for patients. In contrast, chronic inflammation lasts weeks,
months or even indefinitely and causes tissue damage. In chronic inflammation, the inflammation becomes the
problem rather than the solution to infection, injury or disease. Chronically inflamed tissues continue to generate
signals that attract white blood cells from the bloodstream. When white blood cells migrate from the bloodstream into
the tissue they amplify the inflammatory response. This chronic inflammatory response can break down healthy tissue
in a misdirected attempt at repair and healing. Diseases characterized by chronic inflammation include, among others:

atherosclerosis, including CHD;

organ transplant rejection;
rheumatoid arthritis; and

asthma.
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Atherosclerosis is a common cardiovascular disease that results from inflammation and the buildup of plaque in
arterial blood vessel walls. Plaque consists of inflammatory cells, cholesterol and cellular debris. Atherosclerosis,
depending on the location of the artery it affects, may result in a heart attack or stroke.

Atherosclerosis of the blood vessels of the heart is called coronary artery disease or heart disease. It is the leading
cause of death in the United States, claiming more lives each year than all forms of cancer combined. Recent estimates
suggest that over 13 million Americans are diagnosed with some form of atherosclerosis. When atherosclerosis
becomes severe enough to cause complications, physicians must treat the complications themselves, including angina,
heart attack, abnormal heart rhythms, heart failure, kidney failure, stroke, or obstructed peripheral arteries. Many of
the patients with established atherosclerosis are treated aggressively for their associated risk factors, as with statins,
which have been repeatedly shown to slow the progression of atherosclerosis and prevent future adverse events such
as heart attack, stroke and death. Other risk factors associated with atherosclerosis include elevated triglyceride levels,
high blood pressure, smoking, diabetes, obesity and physical inactivity. Many atherosclerosis patients also experience
symptoms of angina and/or a history of acute coronary syndromes, such as myocardial infarctions and unstable
angina. In addition, most of these patients have high cholesterol, and as a result, the current treatment focuses
primarily on cholesterol reduction. Additionally, these patients are routinely treated with anti-hypertensives and
anti-platelet drugs to help prevent the formation of blood clots. There are currently no medications available for
physicians to treat directly the underlying chronic inflammation of atherosclerosis.

Organ transplantation takes place when an organ from a donor is surgically removed and placed in a recipient
patient whose own organ has failed because of disease or infection. Except for transplants between identical twins, all
transplant donors and recipients are immunologically incompatible. This biological incompatibility is a barrier that
causes the recipient s immune system to try to destroy or reject the new organ. A patient s white blood cells produce
special proteins called antibodies that are created specifically to latch onto the transplanted organ. While attached to
the organ, the antibodies alert the rest of the immune system to attack the organ slowly and continuously. The current
treatment for prevention of organ transplant rejection focuses on the use of powerful immunosuppressive drugs such
as cyclosporin A, tacrolimus and rapamycin (sirolimus). These drugs, which are initiated during the acute rejection
phase, need to be taken continuously after the transplant procedure, often cause side effects, and may fail to prevent
long-term rejection of the transplant. Immunosuppressants may also impair the recipient s immune system in order to
reduce the immune response against the transplant. The Scientific Registry of Transplant Recipients reports that even
with the use of immunosuppressants, patients run the risk of losing a donated organ during the first three years
following transplantation, and roughly 50 percent of patients have functioning organ transplants after approximately
ten years.

Rheumatoid arthritis is a common form of arthritis that is characterized by inflammation of the membrane lining
the joint, which causes pain, stiffness, warmth, redness and swelling. The inflamed joint lining, the synovium, can
invade and damage bone and cartilage. Inflammatory cells release enzymes that may digest bone and cartilage. The
involved joint can lose its shape and alignment, resulting in pain and loss of movement. When the immune system
works properly, it is the body s defense against bacteria, viruses and other foreign cells. In an immune disorder like
rheumatoid arthritis, the immune system works improperly and attacks the body s own joints and other organs. In
rheumatoid arthritis, white blood cells move from the bloodstream into the joint tissues. Fluid containing inflamed
cells accumulates in the joint. The white cells in the joint tissue and fluid produce many substances, including
enzymes, antibodies and other molecules, that attack the joint and can cause damage. In the United States,
approximately 2.1 million people have rheumatoid arthritis. The cause of rheumatoid arthritis is not yet known, and
the disease differs from person to person. Anyone can get rheumatoid arthritis, including children and the elderly.
However, the disease usually begins in the young- to middle-adult years. Among people with rheumatoid arthritis,
women outnumber men three-to-one. The disease occurs in all ethnic groups and in all parts of the world.
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Current treatment methods for rheumatoid arthritis focus on relieving pain, reducing inflammation, stopping or
slowing joint damage, and improving patient function and well-being, and include non-steroidal anti-inflammatory
drugs, corticosteroids and drugs designed to slow the progression of disease, termed disease modifying anti-rheumatic
drugs, or DMARDs. DMARDs can cause serious side effects, and include drugs that were originally designed to treat
cancer, such as methotrexate. Modern treatments with DMARDs developed by other companies, Enbrel®
(etanercept) and Remicade®(infliximab), have substantially improved the quality of life for people with rheumatoid
arthritis. These drugs prove that blocking the activity of tumor necrosis factor, a molecule that stimulates a broad
range of cellular activities implicated in the inflammation process, improves rheumatoid arthritis. However, both of
these drugs must be injected and both increase the risk of severe infection.

Asthma is a common chronic inflammatory disease of the bronchial tubes, which are the airways in the lungs.
Asthma is marked by episodic airway attacks that are caused by many stresses, including allergy, cold air, ozone or
exercise. Asthma therapy has concentrated on the use of inhaled corticosteroids to reduce chronic inflammation and
bronchodilators to provide symptomatic relief. Asthmatic patients, however, continue to experience flare-ups, or
exacerbations, that are not prevented nor effectively treated by these medicines.

Many physicians are only now becoming aware of the key role of chronic inflammation in diverse diseases such as
atherosclerosis and asthma for which existing anti-inflammatory treatments are incomplete and limited in use. As
more physicians recognize that a wide range of chronic diseases are inflammatory in nature, we believe that these
physicians will require safer and more effective anti-inflammatory treatments. We believe that one of these therapeutic
approaches will be the administration of drugs designed to block the migration of white blood cells through blood
vessel walls into inflamed tissues, unless the inflammation is due to infection.

V-Protectant® Technology

We have developed a proprietary v-protectant® technology platform for the treatment of chronic inflammatory
diseases. This platform is based on the work of our scientific co-founders R. Wayne Alexander, M.D., Ph.D. and
Russell M. Medford, M.D., Ph.D. In 1993, Drs. Alexander and Medford discovered a novel mechanism within arterial
blood vessel walls that could control the excessive accumulation of white blood cells without affecting the body s
ability to fight infection. V-protectant® technology exploits the observation that the endothelial cells that line the
interior wall of the blood vessel play an active role in recruiting white blood cells from the blood to the site of chronic
inflammation. V-protectants® are drugs that block harmful effects of oxygen and other similar molecules, collectively
called oxidants. Scientists have known for some time that some oxidants can damage cells, but have more recently
determined that these same oxidants may also act as signals to modify gene activity inside cells. This change in gene
activity leads to the production of proteins that initiate or maintain inflammation. The protein products of these cells,
including an adhesion molecule, called VCAM-1, attract white blood cells to the site of chronic inflammation. We
believe that an excess number of VCAM-1 molecules on the surface of cells is a disease state. We also believe that
AGI-1067 and other v-protectants® can act as antioxidants and can block the specific type of inflammation caused by
oxidants acting as signals. We believe that v-protectants® will provide this anti-inflammatory benefit without
undermining the body s ability to protect itself against infection.

5
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The table below summarizes our therapeutic programs, their target indication or disease and their development
status.

Therapeutic Program Disease/Indication Development Status

V-PROTECTANTS®

AGI-1067 Atherosclerosis Phase III clinical trial
AGI-1096 Transplant rejection Phase I clinical trial
AGI Series Chronic asthma Research

Rheumatoid arthritis

MEKK TECHNOLOGY
PLATFORM Inflammatory diseases Research

We have established therapeutic programs for product development using lead candidates we select from among
our compound libraries. These programs seek to exploit the value of the products early and to expand their use
broadly. We continue to test compounds to identify back-up and second-generation product candidates. We are also
pursuing other novel discovery targets in chronic inflammation.

AGI-1067

AGI-1067 is our v-protectant® candidate that is most advanced in clinical development. AGI-1067 is designed to
benefit patients with CHD, which is atherosclerosis of the blood vessels of the heart. Atherosclerosis is a common
disease that results from inflammation and the buildup of plaque in arterial blood vessel walls. Nearly 13 million
people in the United States currently have diagnosed CHD. There are no medications available for physicians to treat
directly the underlying chronic inflammation associated with CHD. Instead, physicians treat risk factors, such as high
cholesterol and high blood pressure, to slow the progression of the disease. The anti-inflammatory mechanism of
AGI-1067 represents a novel, direct therapeutic approach that may be suitable as a chronic treatment for all patients
with CHD, including those without traditional risk factors.

We completed a 305-patient Phase II clinical trial of AGI-1067 called Canadian Antioxidant Restenosis Trial
( CART-1 )in May 2001. Results from the trial showed that the study met its primary endpoint, which was
improvement in the size of the luminal area, or coronary artery opening, as measured by intravascular ultrasound six
months after angioplasty, with statistical significance. CART-1 data also showed that after only six weeks of therapy,
there was an apparent anti-atherosclerotic effect in blood vessels adjacent to the angioplasty site, but not involved in
the angioplasty. In the trial, AGI-1067 was well tolerated, with no increase in serious adverse events versus placebo.

In 2004, we completed a Phase IIb clinical trial called CART-2, a 465-patient study that examined the effect of
12 months of AGI-1067 therapy on atherosclerosis and post-angioplasty restenosis. Two leading cardiac intravascular
ultrasound laboratories independently analyzed the final data from CART-2. The primary endpoint of the trial was a
change in coronary atherosclerosis, measured as total plaque volume after a 12-month treatment period compared to
baseline values. Combined results of the final analysis from the two laboratories, which were based on an evaluation
of intravascular ultrasounds from approximately 230 patients in the study, indicate that AGI-1067 reduced plaque
volume by an average of 2.3%, which was statistically significant. Results from the patient group receiving both
placebo and standard of care indicated a plaque volume measure that was not statistically different from baseline.
While the plaque regression observed in the AGI-1067 group exceeded that observed in the standard of care group
numerically, the difference did not reach statistical significance, although a trend towards significance was seen in one
laboratory s analysis. An important analysis from the trial, change in plaque volume in the most severely diseased
subsegment, showed statistically significant regression from baseline by an average of 4.8%. The results also
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demonstrated a significant reduction in myeloperoxidase, an inflammatory biomarker that correlates with future
cardiovascular events. Overall adverse event rates were similar in the AGI-1067 and standard of care groups, and
AGI-1067 was generally well tolerated.
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Based on the results of an end of Phase II meeting with the FDA, we developed a pivotal Phase III clinical trial
protocol to evaluate AGI-1067 for the treatment of atherosclerosis. The Phase III protocol received a special protocol
assessment from the FDA in 2003. A special protocol assessment is written confirmation from the FDA that the
protocol is adequately designed to support an NDA for the drug in the specified treatment area.

In 2003, we initiated the pivotal Phase III trial, called ARISE, which is being conducted in cardiac centers in the
United States, Canada, the United Kingdom and South Africa. ARISE will evaluate the impact of AGI-1067 on
important outcome measures such as death due to coronary disease, myocardial infarction, stroke, coronary
re-vascularization and unstable angina in patients who have CHD. The study will assess the incremental benefits of
AGI-1067 versus the current standard of care therapies in this patient population. As such, all patients in the trial,
including those on placebo, will be receiving other appropriate heart disease medications, including statins and other
cholesterol-lowering therapies, high blood pressure medications and anti-clotting agents.

We originally planned to enroll in ARISE 4,000 patients who would be followed for an average of 18 months or
until a minimum of 1,160 primary events, or outcome measures, had occurred. In February 2005, we announced that
the FDA approved our proposed amendment to the ARISE Phase III clinical trial protocol. The changes to the ARISE
protocol were intended to enhance the trial as well as to accelerate its pace without affecting the Special Protocol
Assessment with the FDA. The changes approved by the FDA included our plan to increase the number of patients in
the study to 6,000, eliminate the minimum 12 month follow-up period for patients and decrease the minimum number
of primary events to 990. We have completed patient enrollment with a total of 6,127 patients in the study. The
revised target number of events will continue to yield greater than 95 percent statistical power to detect a 20 percent
difference in clinical events between the study arms. We expect to complete the ARISE trial in the second half of
2006 and then plan to file an NDA with the FDA in early 2007.

In December 2005, we announced a license and collaboration agreement with AstraZeneca for the global
development and commercialization of AGI-1067. Under the terms of the agreement, we received an upfront license
fee of $50 million and, subject to the achievement of specific milestones including a successful outcome in ARISE,
we will be eligible for development and regulatory milestones of up to an aggregate of $300 million. The agreement
also provides for progressively demanding sales performance related milestones of up to an additional $650 million in
the aggregate. In addition, we will also receive royalties on product sales. AstraZeneca has the right to terminate the
license and collaboration agreement at specified periods as further described in Collaborations below.

In October 2005, we entered into a commercial supply agreement with Dow for the manufacture of the bulk active
ingredient of AGI-1067. The agreement also provides for the manufacture of Probucol USP, the starting material used
in the manufacturing process of AGI-1067. Under our joint license and collaboration agreement with AstraZeneca, the
manufacturing agreement with Dow will be assigned to AstraZeneca, which is responsible for supplying all of the
manufacturing, packaging and labeling.

AGI-1096

Organ transplant rejection is caused when patients immune systems recognize transplanted organs as foreign and,
therefore, reject them. Acute rejection occurs soon after transplantation, while chronic rejection may take years.
Recent industry sources report there are approximately 200,000 organ transplant recipients in the United States who
are at risk of chronic organ transplant rejection. Chronic rejection is a major factor contributing to organ shortage.

Physicians treat these patients with powerful immunosuppressants to block all immune and inflammatory reactions
that could cause organ transplant rejection. These immunosuppressive therapies, however, may place patients at
increased risk for infection. The vascular protection provided by our drug candidate may protect organs from rejection
beyond the first year without increasing the risk of infection.

7
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Our second v-protectant® candidate, AGI-1096, is a novel antioxidant and selective anti-inflammatory agent
which is being developed to address the accelerated inflammation of grafted blood vessels, known as transplant
arteritis, common in chronic organ transplant rejection. AGI-1096 inhibits the expression of certain inflammatory
proteins, including VCAM-1, in endothelial cells lining the inside surfaces of blood vessel walls. We are working with
Astellas to further develop AGI-1096 in preclinical and early-stage clinical trials. We have conducted two Phase I
clinical trials of AGI-1096, including a trial investigating the safety and tolerability of oral AGI-1096 in combination
with Astellas tacrolimus (Progrdf) conducted in healthy volunteers. Results from the trials indicated that regimens of
AGI-1096 administered alone, and concomitant with tacrolimus, were generally well-tolerated and there were no
serious adverse events associated with either regimen during the course of the study. AGI-1096 has also demonstrated
pharmacological activity in certain preclinical studies that were conducted as part of the ongoing collaboration. In
February 2006, we announced the extension of our collaboration with Astellas, which will be funding all development
costs during the term of the agreement. Astellas will also retain the exclusive option to negotiate for late stage
development and commercial rights to AGI-1096.

Other V-Protectant® Candidates

We have also identified additional potential v-protectant® candidates to treat other chronic inflammatory diseases,
including rheumatoid arthritis and asthma. Rheumatoid arthritis is a chronic, progressively debilitating inflammatory
disease that affects articular, or rotating, joints resulting in significant pain, stiffness and swelling and leads to
degradation of the joint tissue. According to the Arthritis Foundation, there are 2.1 million people with rheumatoid
arthritis in the United States. Approximately 70 percent of patients with rheumatoid arthritis are women.

Physicians treat rheumatoid arthritis in a stepwise fashion, starting with the occasional to regular use of
anti-inflammatory agents such as aspirin or ibuprofen, and proceeding to treatment with DMARDs, which can
potentially be toxic. The newer DMARDs target the modulation of tumor necrosis factor, tissue repair and
proliferation. The recent successful introduction of new drugs for rheumatoid arthritis has highlighted both the market
potential and the size and scope of the unmet medical need of these patients. These drugs are partially effective and
may cause serious side effects.

According to the Asthma and Allergy Foundation of America, approximately 20 million adults and children in the
United States currently suffer from asthma. Current therapies that target the underlying disease include corticosteroids
and several classes of drugs that relieve symptoms but are not effective for chronic inflammation. We believe that
v-protectants® may reduce the inflammation associated with chronic asthma.

We are evaluating these v-protectants® to determine lead drug candidates for clinical development. We plan to
develop these v-protectants® rapidly and may seek regulatory fast track status, if available, to expedite development
and commercialization. We will continue to expand upon our v-protectant® technology platform using functional
genomics to identify novel therapeutic gene targets.

Collaborations

AstraZeneca Agreement

In December 2005, we announced a license agreement and a co-promotion agreement with AstraZeneca for the
global development and commercialization of AGI-1067. Under the terms of the agreement, we received an upfront
license fee of $50 million in February 2006 in partial consideration for the licenses and other rights granted in the
license agreement. We will be eligible to receive up to an aggregate of $300 million upon achieving certain
development and regulatory milestones. We will also be eligible to receive up to an additional $650 million in the
aggregate upon achieving progressively demanding sales performance related milestones.
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Joint development and management committees have been established and consist of members from each company,
who will oversee development, regulatory and marketing activities with respect to AGI-1067, as more fully described
below.

Development. We have an obligation to use commercially diligent efforts to carry out the development of
AGI-1067. We are also responsible for the costs of conducting and managing clinical studies through the filing of
a NDA.

Regulatory Approvals. We are responsible for applying for and obtaining regulatory approval of AGI-1067 in the
United States; however, AstraZeneca will assist us with obtaining that approval. AstraZeneca will have full
responsibility for all non-U.S. regulatory filings.

Manufacturing. AstraZeneca is responsible for all activities related to AGI-1067 manufacturing, packaging and
labeling. We will use commercially diligent efforts to facilitate any necessary transfer of technology to
AstraZeneca or a third party chosen by AstraZeneca for AGI-1067 manufacturing, packaging and labeling.

Marketing. AstraZeneca will be responsible for the distribution of AGI-1067 in all markets throughout the world.
In addition, AstraZeneca will bear all costs for the marketing of AGI-1067 in all markets throughout the world,
including pre-approval and market development activities. AstraZeneca will be solely responsible for setting
pricing for AGI-1067, provided that the initial pricing will be approved by a committee consisting of our
representatives and representatives from AstraZeneca.

Co-Promotion. We will have the right to co-promote AGI-1067 in the United States. AstraZeneca will fund, for a
minimum of three years, the formation and operation of a sales force of up to a total of 125 people. This sales
force will focus on the cardiology field in the United States, and will co-promote both AGI-1067 and one other of
AstraZeneca s drugs (which drug will be selected by AstraZeneca) during that time.

License Fee. On February 1, 2006 upon receiving Hart-Scott Rodino regulatory approval, AstraZeneca paid us
the nonrefundable, noncreditable payment of $50 million in partial consideration for the licenses and other rights
granted in the license agreement.

Milestone Payments. We have the right to receive payments based on our achievement of certain development
and commercial milestones, which amounts have an aggregate value of up to $950 million.

Profit Sharing and Royalties. We also have the right to receive royalties from AstraZeneca, based on AGI-1067
sales in all markets.

Term and Termination. The license agreement will be in effect until either (1) the regulatory period of patent
exclusivity elapses or is revoked; (2) ten years from the first commercial sale of AGI-1067; or (3) either party
materially breaches the license agreement. In addition, AstraZeneca will have the right to terminate the license
agreement: (1) upon 90 days prior written notice at any time during the 45 day period following the release of the
final ARISE results; (2) at any time in the 30 day period following receipt of a letter from the FDA stating either
that: (a) the FDA will not approve the application, or (b) that it will only approve the application if specific
conditions are met, and such conditions make it reasonably likely that (i) approval of AGI-1067 will occur more
than 24 months following the receipt of the FDA letter, or (ii) development costs will exceed a specified amount
(unless we agree to pay any amount in excess of a specified amount); (3) if the FDA requires information or data
from additional studies not contemplated in the original license agreement, when the added cost to AstraZeneca
of complying with the FDA requirements is reasonably likely to exceed a specified amount (unless we agree to
pay any amounts in excess of a specified amount); and (4) for any reason at any time during the one-year period
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Astellas Pharma Inc. (Formerly Known As Fujisawa Pharmaceutical Co., Ltd.) Agreement
In January 2004, we announced a collaboration with Fujisawa Pharmaceutical Co., Ltd. ( Fujisawa ) to develop
AGI-1096 as an oral treatment for the prevention of organ transplant rejection. Under the agreement, we agreed to
collaborate with Fujisawa to conduct preclinical and early stage clinical development trials, with Fujisawa funding all
development costs during the term of the agreement. Fujisawa received an option to negotiate for late stage
development and commercial rights to the compound. In April 2005, Astellas was formed through the merger of
Fujisawa and Yamanouchi Pharmaceutical Co., Ltd. In February 2006, we extended the collaboration with Astellas.
Discovery Research Program
We have built a robust Discovery Research Program using our demonstrated expertise in functional genomics,
molecular biology, cell biology, physiology, pharmacology, biochemistry and medicinal chemistry.
Our Discovery Research Program has four main objectives:
To discover and develop v-protectants® with enhanced potency and improved therapeutic properties. We are
synthesizing novel compounds and testing them in a variety of biochemical and cell-based assays to discover and
develop new, small molecule v-protectants®. We believe that these v-protectants® will have improved therapeutic
properties and applicability across a wide range of chronic inflammatory diseases. We have identified several
novel series of highly potent v-protectants®.

To identify novel anti-inflammatory therapeutic targets utilizing functional genomics. One part of our drug
discovery platform is a set of techniques that connects our knowledge of genes, to agents that modify gene
activity. This collection of methods, called functional genomics, enables us to select targets efficiently. Our
targets for therapy may be the gene, the protein, another substance in the body that links to the protein, or the
agent that induces the change. For example, oxidants are agents that 