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Forward-Looking Information is Subject to Risk and Uncertainty

The information contained in this report includes forward-looking statements within the meaning of Section 21E of the Securities Exchange

Act of 1934, as amended, and Section 27A of the Securities Act of 1933, as amended, as enacted by the Private Securities Litigation Reform Act
of 1995. These forward-looking statements are often identified by words such as hope, may, believe, anticipate, plan, expect, require,

assume and similar expressions. The Company cautions readers that forward-looking statements, which speak only as of the date of this filing,
are based on management s current expectations, estimations and projections and involve certain factors, such as risks and uncertainties, which
may cause our actual results, performance or achievements to be far different from that suggested by our forward-looking statements. These
factors include, but are not limited to, risks associated with: the progress and cost of development of our product candidates; risks associated
with the extent and timing of market acceptance of new products by the Company or its competitors; dependence on third parties to conduct
clinical trials for our product candidates; the extent and timing of regulatory approval, as desired or required, for our product candidates;
dependence on licensing arrangements and other strategic relationships with third parties for the research, development, manufacturing and
commercialization of our products; risks related to clinical trials and manufacturing; dependence on patents and proprietary rights; procurement,
maintenance, enforcement and defense of the Company s patents and proprietary rights; competitive conditions in the industry; business cycles
affecting the markets in which the Company s products may be sold; extraordinary events, such as litigation; risks inherent in seeking and
consummating acquisitions, including the diversion of management attention to the assimilation of the operations and personnel of the acquired
business; risks relating to the timing and extent of the Company s financing needs; fluctuations in foreign exchange rates; and economic
conditions generally or in various geographic areas. All of the foregoing factors are difficult to forecast. These risks and uncertainties are
discussed below in the section entitled Factors Affecting our Future Prospects. We do not intend to update any of these factors or to publicly
announce the results of any revisions to any of these forward-looking statements.

PART1
Item 1. Business

Overview

Esperion Therapeutics, Inc. is a biopharmaceutical company dedicated to the discovery and development HDL-targeted therapies for the
treatment of cardiovascular and metabolic diseases. We have focused our initial drug development and discovery activities on a novel class of
drugs to treat acute and chronic cardiovascular and metabolic diseases. We intend to commercialize a novel class of drugs that focuses on a new
treatment approach we call HDL Therapy, which is based upon our understanding of high density lipoprotein, or HDL, function. Through HDL
Therapy, we intend to exploit the beneficial properties of HDL in cardiovascular and metabolic diseases with a portfolio of product candidates.

We are currently developing five product candidates, including four biopharmaceuticals: ETC-588, or LUV; ETC-216, or AIM; ETC-642,
or RLT Peptide; and ETC-276, or ProApoA-I; and one small molecule, ESP 31015. The biopharmaceuticals are currently being developed for
the treatment of acute coronary syndromes, while the small molecule will target chronic treatment of risk factors associated with cardiovascular
diseases. Each of these product candidates, as explained in detail under Our Products in Development, is designed to enhance the naturally
occurring processes in the body that remove excess cholesterol from arterial walls. We currently have three product candidates in the clinical
phase of development. The first Phase II clinical trial for ETC-588 in patients with stable atherosclerosis was completed and an additional
Phase II trial will be initiated in 2002. We are currently enrolling patients in the first Phase II clinical trial for ETC-216 in patients with acute
coronary syndromes. Results from this trial are expected in the second half of 2002. A Phase I clinical trial was commenced for ETC-642 in
patients with existing cardiovascular disease and data from this trial are expected in the second half of 2002. We expect to continue clinical
testing of these three product candidates during 2002, and are preparing to bring additional product candidates into clinical development.
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Our product development to date has used in vitro assays, testing procedures performed outside the body, animal models, which we believe
are appropriate at this stage of development and, in several cases, human clinical testing. Clinical and preclinical studies suggest that our product
candidates increase HDL-cholesterol, or HDL-C, or its function, and enhance the removal of excess cholesterol and lipids from the walls of
arteries. Preliminary results in early clinical trials suggest that ETC-588 and ETC-216 increase the mobilization of cholesterol, as evidenced by
measurements of the amount of cholesterol in the blood both before and after administrations. Third-party published reports of preliminary
human clinical studies of products that are similar to some of our product candidates suggest that these compounds may increase elimination of
cholesterol from the body by enhancing the efficiency of the reverse lipid transport, or RLT, pathway. We believe that the biopharmaceutical
therapies that we are developing could potentially enhance the naturally occurring processes in the body for the removal of excess cholesterol
and other lipids from arterial walls. We believe that this removal of excess cholesterol from the body will lead to improvements in vascular
structure and function, which will ultimately lead to a reduction in clinical events resulting from cardiovascular disease and atherosclerosis. Our
clinical development plan is focused on planning and conducting clinical trials to demonstrate these benefits.

We are also pursuing the discovery and development of orally active, organic small molecules designed to increase HDL-C levels and/or
enhance its function to stimulate the RLT pathway. We believe that some of these small molecules may also possess anti-diabetic, anti-obesity
and/or lipid management properties. We have implemented several strategies to develop these potential product candidates based on well-known
mechanisms by which HDL is produced in the body. One strategy has yielded several classes of active molecules. We believe that our drug
discovery technologies and scientific and drug development expertise have potential applicability to a broad range of cardiovascular and
metabolic diseases, including treatments for heart disease, diabetes and obesity.

We were incorporated in Delaware and commenced operations in May 1998. We became a public company in August 2000 with the closing
of our initial public offering and our common stock trades on The Nasdaq National Market under the symbol ESPR. Our executive offices and
primary research facility are located at 3621 South State Street, 695 KMS Place, Ann Arbor, Michigan 48108, and our telephone number is
(734) 332-0506.

Background

General

The cardiovascular system is comprised of the heart and blood vessels and delivers oxygen and other nutrients to the tissues and organs of
the body, such as the brain, kidneys and lungs; in addition, it is able to remove waste products. The heart propels blood through a network of
arteries and veins. The kidneys regulate the blood volume, and the lungs put oxygen in the blood and remove carbon dioxide. To accomplish
these tasks, the cardiovascular system must maintain adequate blood flow, which can be dramatically reduced by the excessive deposit of a fat
called cholesterol within the arterial walls. Cholesterol is essential for cells to function normally. Our bodies obtain cholesterol both through the
foods we eat and by manufacturing cholesterol inside some of our cells and organs. Cholesterol either remains within the cell or is transported by
the blood to various organs. The major carriers for cholesterol in the blood are lipoproteins, which are particles composed of fat and protein,
including low density lipoprotein, or LDL, and high density lipoprotein, or HDL. LDL delivers cholesterol to organs where it can be used to
produce hormones, maintain healthy cells or be transformed into natural products that assist in the digestion of other lipids. HDL removes excess
cholesterol from arteries and tissues and transports it back to the liver for elimination.

The RLT pathway consists of a four-step process responsible for removing excess cholesterol from arteries and transporting it to the liver
for elimination from the body. The first step is the removal of cholesterol from arteries by HDL in a process called cholesterol removal. In the
second step, cholesterol is converted to a new form that is more tightly associated with HDL as it is carried in the blood; this process is called

cholesterol conversion. The third step is the transport and delivery of that converted cholesterol to the liver in a process known as cholesterol
transport. The final step is the transformation and discarding of
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cholesterol by the liver in a process called cholesterol elimination. We believe our product candidates have the potential to enhance the
effectiveness of these four steps in the RLT pathway in humans.

In a healthy human body, there is a balance between the delivery and removal of cholesterol. Over time, however, an imbalance can occur
in our bodies in which there is too much cholesterol delivery by LDL and too little removal by HDL. When people have a high level of LDL
cholesterol, or LDL-C, and a low level of HDL-C, the imbalance results in more cholesterol being deposited in arterial walls than being
removed. This imbalance can also be exaggerated by, among other factors, age, gender, high blood pressure, smoking, diabetes, obesity, genetic
factors, physical inactivity and consumption of a high-fat diet. The excess cholesterol carried in the blood in LDL particles can be deposited
throughout the body, but frequently ends up in arterial walls, especially those found in the heart. As a consequence, repeated deposits of
cholesterol, called plaque, form and can narrow or block the arteries, possibly leading to a heart attack or stroke.

Cardiovascular Disease

According to the American Heart Association, cardiovascular disease is the number one killer of American men and women. In 2002, the
direct and indirect annual cost of cardiovascular disease was estimated to be $325 billion, of which approximately $32 billion is spent annually
on drug therapy. The most prominent form of cardiovascular disease is atherosclerosis, a systemic disease that includes the buildup of plaque in
arterial walls limiting blood flow to the heart, brain, other vital organs and extremities. Atherosclerosis can result in heart attacks, chest pain,
known as angina, and a variety of other complications, and is responsible for over half of all deaths from cardiovascular disease.

Importance of HDL in Cardiovascular Disease

Physicians recognize high LDL-C and low HDL-C levels as risk factors for cardiovascular disease. In addition, high HDL-C levels
generally are associated with lower incidence of cardiovascular disease. Clinical studies have suggested that:

Low levels of HDL-C are a risk factor for coronary heart disease. The first study suggesting that people with low HDL-C had increased
risk of atherosclerotic cardiovascular disease was reported in 1951. Since that time, a number of studies have confirmed that low HDL-C
levels are a risk factor for coronary heart disease.

Increasing HDL-C reduces risk of coronary heart disease. The Helsinki Heart Study, completed in 1987, suggested that increasing HDL-C
levels reduced the risk of coronary heart disease in individuals at risk due to low HDL-C, high LDL-C, and high triglycerides, another type
of lipid.

Increasing HDL-C levels reduces the risk of death from coronary artery disease, heart attack or stroke. The Veterans Affairs Cooperative
Studies Program High Density Lipoprotein Cholesterol Intervention Trial, completed in 1999, suggested that men with coronary artery
disease who took a lipid regulating drug for five years experienced on average a 6% increase in HDL-C, resulting in a 24% risk reduction
in death due to coronary artery disease, heart attack or stroke.

Low levels of HDL-C translate to a low survival rate following coronary bypass surgery. A 20-year study completed by The Cleveland
Clinic Foundation in 1999 suggested that people with low HDL-C levels have a lower survival rate following coronary bypass surgery.
This study suggests the importance of HDL-C in minimizing the necessity of post-operative treatments.
In addition, published pre-clinical studies by third parties suggest other protective properties of HDL, such as reducing inflammation in
arteries.

Current Treatments for Cardiovascular Disease

Treatments are either short-term solutions, termed acute by physicians, or long-term solutions, termed chronic. Acute treatments are
reserved for more life-threatening cardiovascular conditions, such as a heart attack, a condition where there is a shortage of oxygen-rich blood
available to the heart. In contrast, chronic
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treatments are used to prevent cardiovascular disease from growing worse and having to resort to acute treatments. Current acute treatments may
include costly invasive procedures, while chronic treatments are usually in tablet or pill form. Chronic treatments have focused more on stable
atherosclerosis and have been successful at showing benefits over long periods of time (i.e., months or years). We believe that current trends
indicate a growing interest in finding successful treatments for unstable acute coronary syndromes and looking for clinical benefits in short
periods of time (i.e., days or weeks) rather than months or years.

Acute Treatments

Acute treatments are required when blood flow to the heart is severely restricted and the patient is at immediate risk for further
complications. Two of the most common invasive procedures used to restore blood flow are bypass surgery and percutaneous coronary
intervention (PCI) (i.e., balloon angioplasty, with or without stents). In bypass surgery, a cardiovascular surgeon redirects blood flow around the
blocked arteries by grafting a healthy vessel removed from another location in the patient. In PCI, a thin flexible tube with an inflatable balloon
at its end is positioned in the artery at the point of blockage. The balloon is then inflated and this pushes aside the plaque that causes the
blockage, resulting in a reopening of the artery to allow greater blood flow. Frequently, a cardiologist reinforces the newly opened artery with a
wire-mesh cylinder called a stent. In addition, these patients with acute coronary syndromes may be prescribed aspirin, clopidogrel, heparin,
nitrates, IIb/ IIla inhibitors, beta-blockers, fibrinolytic therapy, statins and ACE inhibitors. Despite these many treatments and/or procedures,
there still exists a short-term risk for recurrent clinical events.

The primary benefit of successful acute treatments is the immediate restoration of oxygen-rich blood flow to the heart. However, the major
drawbacks are that:

These procedures are invasive to the patient and involve opening up the chest cavity to expose the heart, as in coronary bypass surgery, or
inserting a thin flexible tube through a leg artery and advancing it to the heart, as in PCI. Invasive procedures by their nature involve a risk
of complications, including death. For example, up to 3.5% of coronary bypass patients die from post-operative complications.

There is significant recovery time after coronary bypass surgery.
These invasive procedures are very costly, averaging several tens of thousands of dollars each.
Many patients are not eligible for invasive surgical procedures due to their medical and/or treatment history and physical condition.

Atherosclerosis affects the entire cardiovascular system and since acute procedures are localized and treat only one segment of a diseased
artery at a time, many diseased arteries are left untreated after using these localized invasive procedures.
According to the American Heart Association, it is estimated that in 1999, 557,000 coronary bypass surgeries were performed on 355,000
patients in the United States with an average cost of about $45,000. In 1999, approximately 601,000 PCI procedures were performed in the
United States. The average cost of a PCI is $20,000 and more when a stent is used.

Chronic Treatments

The initial recommendation for a patient with elevated LDL-C, a well-known risk factor, is frequently a change in lifestyle involving
exercise combined with a low-fat, low-cholesterol diet. If a patient s cholesterol level does not improve, then a physician moves to the next step
of treatment to achieve acceptable levels of cholesterol in the blood.

Chronic treatments for cardiovascular disease have the goal of preventing or limiting progression of the disease to reduce risk of heart
disease, disability or death. Physicians frequently will prescribe a statin drug that lowers the level of LDL-C in the blood by inhibiting
cholesterol production in the body. These drugs can also lower triglycerides, a type of lipid, and have the ability to slightly raise HDL-C. Recent
studies have shown that the statins reduce the risk of illness or death from cardiovascular disease by approximately 30%.

4
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These drugs reduce the rate of progression of atherosclerosis in a majority of patients. However, statins have not been consistent in
demonstrating regression of atherosclerotic disease.

Our Strategy
We are taking a product-focused approach towards drug development. The key elements of our business strategy are as follows:

Develop several different drug candidates for HDL Therapy. Based on our understanding of the RLT pathway, we have identified a
portfolio of product candidates that we believe could provide a broad spectrum of treatment options for cardiovascular and metabolic
diseases. These product candidates are focused on improving HDL function in the RLT pathway and removing excess cholesterol from the
walls of arteries. Our portfolio currently consists of three distinct types of HDL therapies: HDL mimetics, cholesterol sponges and small
molecules that stimulate the RLT pathway. Each of these therapies is described in more detail in the section below entitled Our Products in
Development.

Leverage experienced scientific and drug development expertise. We are managed by an experienced group of drug developers with
significant expertise in cardiovascular research and drug development. Roger S. Newton, Ph.D., President and Chief Executive Officer of
Esperion, was the co-discoverer, chairman of the discovery team and a member of the development team for the drug atorvastatin
(Lipitor®). Sales of Lipitor exceeded $6.4 billion in 2001. Other members of our management team have participated in the discovery,
clinical development and/or commercialization of many other high profile therapies, including Lipitor®, Lopid®, Pravachol®,
Glucophage® and Plavix®. In addition, we have discovered HDL elevators and have successfully recruited the inventors of two of our
drug candidates.

Optimize clinical and regulatory strategies. We believe that by initially focusing on acute treatments for our biopharmaceutical product
candidates, we hope to achieve an abbreviated development time, as compared to what would be expected with chronic treatments. This
may result in a faster time to market, which will benefit patients with cardiovascular disease. We intend to perform clinical trials on our
biopharmaceutical product candidates to rapidly assess efficacy for well-defined cardiovascular endpoints in the treatment of acute
coronary events. Concurrently, we are discovering and developing small molecules that we intend to use as a chronic therapy to
complement the acute therapies of our biopharmaceuticals.

Retain significant marketing rights to our product candidates. Our goal is to retain some or all of the marketing rights to our product
candidates in order to maximize our financial return as well as to ensure that they will be successfully commercialized. By completing as
much of the preclinical and clinical development work both independently and with contract research organizations as is feasible, we hope
to be able to negotiate more favorable terms for any such partnering arrangements.
We anticipate that our most significant expenditures will be for further clinical development of our product candidates, payments under
current licensing agreements, ongoing research, discovery and development activities, the manufacture of preclinical and clinical material, and
general corporate and working capital purposes.

Our Products in Development

Our initial product development efforts are focused on developing a novel class of drugs designed to treat both acute and chronic
atherosclerotic disease using HDL Therapy. Our product candidates are designed to enhance HDL function and the four steps of the RLT
pathway. Our product development to date has used in vitro assays, testing procedures performed outside the body, animal models which we
believe are appropriate at this stage of development and, in several cases, human clinical testing. We currently have three product candidates
actively in the clinical phase of development. We expect to continue clinical testing of these three product candidates during 2002, and are
preparing to bring additional product candidates into clinical development. Our human clinical trials may not commence or proceed as
anticipated and we may not be able
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to demonstrate the same levels of safety, efficacy or other results in clinical trials that have been suggested in our preclinical or early clinical
trials, or in studies by third parties with products similar to ours.

ETC-588 (LUV)

We are developing ETC-588 (large unilamellar vesicles, or LUV), as an acute treatment for acute coronary syndromes, or reduced blood
flow to the heart, caused by atherosclerosis. LUV are spherical particles made of naturally occurring lipids that can remove cholesterol from
cells, including those in the arterial wall. In effect, these particles act as cholesterol sponges and can cycle back through arteries several times to
remove more cholesterol. We believe that this process will allow the body to significantly increase the amount of cholesterol it is able to remove
and improve cardiovascular health and function. We believe that LUV have a high capacity to transport cholesterol, the third step in the RLT
pathway, and deliver it to the liver for elimination from the body.

Two third party preclinical animal studies were published involving the administration of LUV. These studies showed the removal of
cholesterol from arteries and the regression of atherosclerosis, thereby helping arteries regain their flexibility and function. The material used in
these studies was similar to the LUV that we are developing. None of the studies were conducted by us or on our behalf.

Phase I single and multiple dose tolerance studies in healthy volunteers were completed in 2000. Analysis of data from those studies
suggests a dose-dependent cholesterol mobilization. In November 2001, we reported preliminary results from our Phase Ila clinical study and we
expect to report more complete data during the second quarter of 2002 at a peer-reviewed scientific meeting. The preliminary findings from this
study indicate that ETC-588 met the study s primary endpoint of demonstrating safety and tolerability in patients with known vascular disease.

The Phase II a study was a double-blind, randomized, placebo-controlled, multiple-dose study designed to determine the optimal dose and
dosing schedule and effect of ETC-588 in thirty-four evaluable patients with stable known vascular disease and HDL-C less than or equal to 45
milligrams per deciliter. Patients were administered one of three dose strengths (50, 100, 200 milligrams per kilogram) or placebo every four or
seven days. Patients administered the 100 and 200 mg/kg doses each received seven doses for either four or six weeks, while the 50 mg/kg dose
group received fourteen doses for either eight or thirteen weeks. In this study, ETC-588 was safe and well-tolerated at all dose levels and dose
regimens. Based on the results of this study, an optimal dosing schedule of every seven days has been defined for future study of ETC-588.
Patients administered ETC-588 also showed evidence of dose-related cholesterol mobilization.

In addition, we conducted a sub-study in this Phase Ila trial using magnetic resonance imaging (MRI) technology to assess its feasibility as
an appropriate imaging modality. The Company believes that the findings from this study support the feasibility of utilizing MRI to assess the
vascular structure of the carotid arteries. This technology will be utilized in future studies of ETC-588 to assess a primary endpoint of rapid
changes in plaque volume and composition.

We will conduct a second Phase II clinical trial in 2002 to, among other things, use MRI technology to assess the amount and rapidity of
changes in plaque volume. Additional efficacy endpoints may also be studied. The second Phase II study will be initiated in the first quarter of
2002.

ETC-216 (AIM)

We are developing ETC-216 (apolipoprotein A-I Milano, or AIM), for the treatment of acute coronary diseases caused by atherosclerosis.
The clinical use of ETC-216 as a human recombinant protein complexed to phospholipid is to mimic HDL and/or enhance its function. AIM is a
variant form of apolipoprotein A-I, the major protein component of HDL, and is present in a small population of Northern Italians with
paradoxically low HDL-C levels. Low HDL-C levels normally would correlate with high risk for cardiovascular disease; however, those people
with the Milano variant of apolipoprotein A-I tend to show a lower risk of cardiovascular disease, presumably due to enhanced reverse lipid
transport.
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We believe that infusion of ETC-216 in humans will enhance the RLT pathway. Published third-party reports in 1998, 1999 and 2001 have
shown that in animal models, AIM reduced atherosclerotic lesions and their lipid content and prevented inflammation and clotting. A 1999
report of in vitro tests showed that AIM increased cholesterol removal. The 2001 report demonstrated stabilization of atherosclerotic lesions
within 48 hours. Also, published third-party reports in 1994 and 1995 showed that AIM inhibited restenosis following balloon angioplasty in two
animal models. The material used in these studies is similar to ETC-216 that we are currently developing. None of these studies were conducted
for us or on our behalf.

We completed and reported positive data from a Phase I single-dose clinical trial of ETC-216 in Europe in the first quarter of 2001. We
initiated a multiple-dose, multi-center Phase II clinical study in patients with acute coronary syndromes in the fourth quarter of 2001. The
purpose of this study is to provide evidence that ETC-216 is effective in regressing coronary atherosclerosis by measuring changes in plaque size
utilizing intravascular ultrasound (IVUS). The trial is a randomized, double-blind study that is evaluating the efficacy and safety of ETC-216 at
two different dose levels of intravenous infusions, compared to placebo, administered every seventh day with a maximum of five doses. The
study will evaluate fifty patients with acute coronary syndromes, who are scheduled to undergo coronary angiography and/or angioplasty. The
primary endpoint is the effect of ETC-216 on plaque size of one targeted coronary artery, which will be measured by atheroma volume through
the use of IVUS. In IVUS, a tiny ultrasound probe is inserted into the coronary artery to directly image atherosclerotic plaques.

We acquired exclusive worldwide rights for AIM from Pharmacia in July 1998. Under the license agreement with Pharmacia, at the
completion of Phase II clinical trials, Pharmacia has the exclusive right of election to co-develop and the exclusive right to market products that
include AIM as an active ingredient in countries outside of the United States and Canada. In addition, if we pursue a co-development and
co-promotion arrangement in the United States and Canada, Pharmacia has the right of first negotiation.

ETC-642 (RLT Peptide)

We are developing ETC-642 (RLT Peptide) for the treatment of acute coronary diseases caused by atherosclerosis. ETC-642 mimics the
biological properties of apolipoprotein A-I, to promote cholesterol removal from arterial walls and other tissues and enhance reverse lipid
transport. ETC-642 is a complex of peptide and phospholipids that mimics the functions of HDL. ETC-642 has been shown in our preclinical
studies to increase the HDL-C fraction and to enhance cholesterol mobilization. Because of these properties, we believe that administration of
ETC-642 may stimulate cholesterol removal in patients.

The patent applications that were filed in 1997 for the technology relating to series of RLT peptides describe experiments of the compound
in vitro and in vivo, including in human blood samples. These experiments showed that RLT peptides similar to the RLT Peptide that we are
developing interact with and activate important enzymes in the RLT pathway and stimulate cholesterol removal. The results of a preclinical
animal model study described in the patents showed that the administration of an RLT peptide complexed to phospholipids increased HDL-C
levels in the blood. The RLT peptide complex used in this study is similar to the RLT Peptide that we are developing. This study was not
conducted for us or on our behalf.

Our goal is to establish in human clinical trials that intravenous infusions of ETC-642 are safe and can remove cholesterol from the walls of
arteries, thus increasing blood flow and reducing the death and disability associated with atherosclerosis. During 2001, we initiated a Phase I
clinical study of ETC-642 in patients with existing cardiovascular disease. The Phase I clinical trial is a single-dose study in patients with stable
atherosclerosis to determine the safety, tolerability, pharmacokinetic and cholesterol mobilization properties of ETC-642. We expect to report
results from this Phase I clinical trial in the middle of 2002. Following the completion of this Phase I trial and review of the data, the Company
expects to conduct a multiple-dose study in patients beginning in the second half of 2002 to examine dosing regimens and certain efficacy
parameters.
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ETC-276 (ProApoA-I)
We are developing ETC-276 (ProapolipoproteinA-I, or ProApoA-I), for the treatment of acute coronary diseases caused by atherosclerosis.
ProApoA-I is a naturally occurring protein found in all humans that forms particles with lipids similar to HDL.

In the blood, ProApoA-I is converted to ApoA-I, which is responsible for all four steps of the RLT pathway. A 1995 published report of in
vitro tests showed that ProApoA-I had properties important for the removal of cholesterol from cells. Results from animal studies in several
species demonstrated that ProApoA-I activated the RLT pathway. A third-party published report showed that when ProApoA-I was infused into
people with high cholesterol levels ProApoA-I increased elimination of cholesterol from the body by enhancing the RLT pathway. The material
used in these studies is similar to the ProApoA-I that we are currently developing. None of the studies noted were conducted for us or on our
behalf.

Our goal is to show that intravenous infusions of ETC-276 can help remove cholesterol from arteries, thus increasing blood flow and
reducing the symptoms associated with atherosclerosis. The Company s patent coverage for ETC-276 only extends to 2008; therefore, we are
looking at alternatives to enhance the intellectual property protection for this product candidate. In addition, during 2002, the Company will
continue pre-clinical development activities in the ProApoA-I program and will be evaluating various strategies related to the production of
ProApoA-I. As these goals are achieved, we intend to continue the clinical development of this product candidate as a second generation to our
other product candidates that mimic the properties and function of HDL.

ESP 31015 (HDL Elevators)

We are pursuing the discovery and development of orally active, organic small molecules designed to increase HDL-C levels and/or
enhance their function to stimulate the RLT pathway. We believe that some of these small molecules may also possess anti-diabetic, anti-obesity
and/or lipid management properties. We have implemented several strategies to develop these product candidates based on well-known
mechanisms by which HDL is produced in the body. One strategy has yielded several classes of active molecules.

Our preclinical studies demonstrated that several classes of molecules elevate HDL-C in animal models. These molecules can also control
lipid production and digestion in cells from rats, rabbits, hamsters and humans, and inhibit the progression of atherosclerosis in an animal model.
We believe that these classes of molecules may also possess anti-diabetic and anti-obesity properties. Our goal is to establish in human clinical
trials that orally administered small molecules are a safe chronic treatment to enhance the RLT pathway while simultaneously treating conditions
affecting the diabetic or obese patient.

We have identified a lead candidate from our small molecule discovery program, which we designate ESP 31015. Upon completion of
certain pre-clinical and toxicology studies, the Company intends to file an Investigational New Drug application, or IND, late in 2002 and begin
Phase I clinical testing on ESP 31015 in the first half of 2003. In the meantime, other small molecule candidates are being evaluated for potential
development in the future.

Research and Development

We have devoted substantially all of our resources since we began our operations in May 1998 to the research and development of
pharmaceutical product candidates for cardiovascular and metabolic diseases. Our research and development expenses were $21.5 million,
$22.6 million and $8.5 million in 2001, 2000 and 1999, respectively. Research and development expenses include both external and internal
costs related to the research and development activities of our existing product candidates as well as discovery efforts on potential new product
candidates. External costs include costs related to manufacturing, clinical trials, toxicology or pharmacology studies performed by third parties,
milestone payments under certain license agreements and other related expenses. Internal costs include all payroll and related costs attributable
to research and development activities, as well as an allocation of overhead expenses incurred by the Company. Some of these
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research and development expenses funded research to study the potential connection between the presence of low HDL-C levels and the
incidence of metabolic disorders such as diabetes and obesity.

We have implemented strategies in research and development, which we believe will generate a pipeline of new drugs for the treatment of
cardiovascular and metabolic diseases including lipid disorders, diabetes, obesity, and related complications. These strategies