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Cumulative Preferred Stock, par value $.0001
Name of each exchange on which registered: The Nasdaq Stock Market LL.C
Securities registered pursuant to Section 12(g) of the Act: None

Indicate by check mark if the registrant is a well-known seasoned issuer, as defined in Rule 405 of the Securities Act. Yes x No ~
Indicate by check mark if the registrant is not required to file reports pursuant to Section 13 or Section 15(d) of the Act. Yes © No x

Indicate by check mark whether the registrant: (1) has filed all reports required to be filed by Section 13 or 15(d) of the Securities Exchange Act
of 1934 during the preceding 12 months (or for such shorter period that the registrant was required to file such reports), and (2) has been subject
to such filing requirements for the past 90 days. Yes x No ~

Indicate by check mark if disclosure of delinquent filers pursuant to Item 405 of Regulation S-K is not contained herein, and will not be
contained, to the best of registrant s knowledge, in definitive proxy or information statements incorporated by reference in Part III of this
Form 10-K or any amendment to this Form 10-K.

Indicate by check mark whether the registrant is a shell company (as defined in Rule 12b-2 of the Exchange Act). Yes © No x

Indicate by check mark whether the registrant is a large accelerated filer, an accelerated filer, or a non-accelerated filer. Please see definition of
accelerated and large accelerated filer in Rule 12b-2 of the Exchange Act. Check One:

Large Accelerated Filer: x Accelerated Filer: ~ Non-Accelerated Filer:
The aggregate market value of the Common Stock held by non-affiliates of the registrant, based upon the last sale price of the Common Stock
reported on the The Nasdaq Stock Market LLC on June 30, 2006, was approximately $1.063 Billion.

The number of shares of Common Stock outstanding as of February 21, 2007 was 35,740,970.

Portions of the registrant s Definitive Proxy Statement to be used in connection with its Annual Meeting of Stockholders to be held on May 3,
2007, are incorporated by reference into Part III of this report.
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On December 9, 2005, our Board of Directors unanimously approved a change to our fiscal year end from July 31 to December 31. In view of
this change, this Form 10-K includes financial information (i) for the five month transition period from August 1, 2005 to December 31, 2005,
which we refer to as the transition period throughout this report and (ii) for the years ended December 31, 2006, July 31, 2005, 2004 and 2003.
We identify each fiscal year in this transition report according to the calendar year in which such fiscal year ends. For example, we refer to the
fiscal year ended July 31, 2004, as fiscal 2004 or 2004.

Unless the context requires otherwise, references in this report to we, our, us, Company and Alexion refer to Alexion Pharmaceuticals, Inc. :

its subsidiaries.
Note Regarding Forward-Looking Statements

This annual report on Form 10-K contains forward-looking statements that have been made pursuant to the provisions of the Private Securities
Litigation Reform Act of 1995. Such forward-looking statements are based on current expectations, estimates and projections about our industry,
management s beliefs and certain assumptions made by our management and may include, but are not limited to, statements regarding the status
of our ongoing clinical trials and prospects for regulatory approval, timing for completion of our ongoing clinical trials, evaluation of our clinical
trial results by regulatory agencies, the need for additional research and testing, the uncertainties involved in the drug development process, the
safety and efficacy of our product candidates, our future research and development activities, estimates of the potential markets for our products,
assessment of competitors and potential competitors, estimates of the capacity of manufacturing and other facilities to support our products, the
sufficiency of our existing capital resources and projected cash needs, sales and marketing plans, assessment of impact of recent accounting
pronouncements as well as assumptions relating to the foregoing. Words such as anticipates, expects, intends, plans, believes, seeks,
variations of such words and similar expressions are intended to identify such forward-looking statements, although not all forward-looking
statements contain these identifying words. These statements are not guarantees of future performance and are subject to certain risks,
uncertainties, and assumptions that are difficult to predict; therefore, actual results may differ materially from those expressed or forecasted in
any such forward-looking statements. Such risks and uncertainties include, but are not limited to, those discussed later in this report under the
section entitled Risk Factors. Unless required by law, we undertake no obligation to update publicly any forward-looking statements, whether
because of new information, future events or otherwise. However, readers should carefully review the risk factors set forth in other reports or
documents we file from time to time with the Securities and Exchange Commission.

Item 1. BUSINESS.
Overview

We are a biotechnology company working to develop and deliver life-changing drug therapies for patients with serious and life-threatening
medical conditions. We are engaged in the discovery and development of therapeutic products aimed at treating patients with a wide array of
severe disease states, including hematologic diseases, cancer, and autoimmune disorders. Since our incorporation in January 1992, we have
devoted substantially all of our resources to drug discovery, research, and product and clinical development. Since September 2005, we have
formed a number of wholly-owned subsidiaries to support commercial and regulatory
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operations. In July 2006, we acquired a manufacturing plant in Smithfield, Rhode Island for the future commercial production of our products.

In September 2006, we filed a Biologics License Application, or BLA, with the U.S. Food and Drug Administration, or FDA, and a European
Marketing Authorization Application, or MAA, in Europe, for Soliris (eculizumab) for the treatment of a rare, life-threatening blood disorder
known as Paroxysmal Nocturnal Hemoglobinuria, or PNH. The Phase III clinical development program for Soliris (eculizumab) in PNH is
comprised of two Phase III clinical trials, known as TRIUMPH and SHEPHERD. The FDA agreed to the design of the protocols for these two
trials under the Special Protocol Assessment, or SPA, process. TRIUMPH is a placebo-controlled pivotal efficacy trial and SHEPHERD is an
open-label, non-placebo controlled safety trial with efficacy secondary endpoints. In January 2006, we reported positive results from TRIUMPH,
and the results were later published in the September 2006 issue of the New England Journal of Medicine. All pre-specified, primary and
secondary endpoints in the TRIUMPH trial were achieved with statistical significance. In December 2006, we reported positive results from
SHEPHERD. Soliris (eculizumab) appeared to be safe and well tolerated during the twelve month SHEPHERD trial, and all pre-specified
primary and secondary efficacy endpoints in the SHEPHERD trial were achieved with statistical significance. Data from TRIUMPH and
SHEPHERD served as the primary basis for the BLA and MAA submitted in the United States and Europe, respectively.

In November 2006, we received priority review designation for the Soliris (eculizumab) BLA from the FDA. Priority review status is granted by
the FDA to products that, if approved, would be a significant improvement over existing therapies. Similarly, in August 2006, we announced

that our Soliris (eculizumab) MAA was granted accelerated assessment by the European Medicines Agency, or EMEA, in Europe. Review under
the Accelerated Assessment Procedure is provided by the EMEA for medicinal products of major therapeutic interest and shortens the timeframe
for review by that agency. The granting of priority review for our BLA and accelerated assessment for our MAA does not ensure or increase the
likelihood that our applications for regulatory approval of Soliris (eculizumab) will be approved. In November 2006, we also announced that the
EMEA had validated the Soliris MAA allowing for commencement of the review process.

In addition to our Phase III PNH clinical program, we are conducting the following activities: (1) the EMBRACE Expanded Access Trial, (2) the
EXPLORE diagnostics trial and (3) a global Patient Registry for PNH patients. The EMBRACE trial (The Paroxysmal Nocturnal
Hemoglobinuria Early Access Treatment Protocol) was initiated in December 2006 to provide the investigational agent eculizumab in the United
States to PNH patients in accordance with a Treatment Protocol authorized by the FDA. Treatment Protocols are designed to make promising
investigational agents available for patients with serious or life-threatening diseases for which there are no comparable or satisfactory alternative
therapies, before general marketing is authorized. We initiated the EXPLORE trial in August 2006 to investigate the frequency and clinical
characteristics of undiagnosed PNH patients who have been diagnosed with other bone marrow failure diseases such as aplastic anemia and
myelodysplasia. The global PNH Patient Registry involves the study of the natural history of PNH.

In addition to PNH, we are considering the evaluation of other potential indications for Soliris (eculizumab) as well as other formulations of
eculizumab for additional clinical indications, and we are actively pursuing development of other antibody product candidates in early stages of
development. During 2006, we completed a final Phase III trial of another product candidate known as pexelizumab with our partner for this
product, Procter & Gamble Pharmaceuticals. After reviewing results from that trial, we along with Procter & Gamble Pharmaceuticals, have
determined not to pursue further development of pexelizumab.
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To date, we have not received any revenues from the sale of our products. We have incurred operating losses since our inception. As of
December 31, 2006, we had an accumulated deficit of approximately $638 million. We expect to incur substantial operating losses for the next
several years due to expenses associated with product research and development, pre-clinical studies and clinical testing, regulatory activities,
manufacturing development, scale-up and commercial-scale manufacturing, pre-commercialization activities, developing a sales and marketing
force, and other infrastructure support costs. We may need to obtain additional financing to cover these costs.

In November 2006, we sold 3.45 million shares of our common stock in a registered offering at a price to the public of $43 per share resulting in
proceeds of approximately $140 million, net of underwriting discount, fees and other expenses. We intend to use the net proceeds from this
offering for general corporate purposes.

The Immune System

The human immune system defends the body from attack or invasion by infectious agents or pathogens. This is accomplished through a complex
system of proteins and cells, primarily complement proteins, antibodies and white blood cells, each with a specialized function. Under normal
circumstances, complement proteins, together with antibodies and white blood cells, act to protect the body by removing:

harmful micro-organisms;

cells containing foreign proteins known as antigens; and

disease-causing combinations of antigens and antibodies known as immune complexes.
When activated by stimuli, the immune system triggers a series of enzymatic and biochemical reactions called the complement cascade that
results in an inflammatory response. This inflammatory response is one of the immune system s weapons against foreign pathogens or otherwise
diseased tissue. However, under certain circumstances, the complement cascade may be activated inappropriately to direct an inflammatory
response at healthy tissue, which may result in acute and chronic inflammatory conditions.

Hematologic, autoimmune, or inflammatory diseases in which the complement cascade is activated include:

PNH;

transplantation;

Myasthenia Gravis;

autoimmune hemolytic anemias;

Guillain-Barre syndrome;

rheumatoid arthritis;
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autoimmune kidney disease;

lupus;

inflammatory skin and muscle disorders;

multiple sclerosis;

antiphospholipid syndrome; and

asthma
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Product Development Programs

We have focused our product development programs on anti-inflammatory therapeutics for diseases for which we believe current treatments are
either non-existent or inadequate. Our lead product candidate, eculizumab, is a genetically altered antibody known as a C5 complement
inhibitor, or a C5 Inhibitor, which is designed to selectively block the production of inflammation-causing proteins in the complement cascade.
We believe that selective suppression of this immune response may provide a significant therapeutic advantage relative to existing therapies.
Although we believe C5 Inhibitors may be useful in the treatment of a variety of diseases and conditions resulting from aberrant complement
response, we are currently focusing our efforts on the development of our lead product candidate, Soliris (eculizumab), for the treatment of
PNH.

Our pipeline programs are as follows:

Product Candidate Indication Clinical Trial Status (a)
Soliris  (eculizumab) Paroxysmal Nocturnal TRIUMPH Statistically significant positive
Hemoglobinuria (PNH) (Phase TIT) results announced January 2006
SHEPHERD Statistically significant positive
(Phase III) results announced December, 2006
Phase ITI Enrollment ongoing

Extension study

Renal Transplantation Pre-clinical research

Autoimmune diseases Pre-clinical research
Eculizumab (nebulized) Asthma Pre-clinical research
Eculizumab Age-Related Macular Degeneration Pre-clinical research
(Intravitreal)
CD200 Mab CLL, Multiple Myeloma Pre-clinical research
DC-SIGN Mab Cancer Vaccine Pre-clinical research
C5 Inhibitors

Complement proteins are a series of inactive proteins circulating in the blood. When activated by stimuli, including those associated with both
acute and chronic inflammatory disorders, these inactive complement proteins are split by enzymes known as convertases into activated
byproducts through the complement cascade.

Some of these byproducts, notably C3b, are helpful in fighting infections and inhibiting autoimmune disorders. However, the byproducts
generated by the cleavage of C5, known as C5a and C5b-9, generally cause harmful inflammation if inappropriately or over-activated. The
inflammatory byproducts of C5 cause:

lysis, or destruction, of red blood cells that are deficient in complement inhibitors;

activation and destruction of muscle and other tissue cells;
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activation of white blood cells;

attraction of white blood cells;

production of inflammatory chemicals including tumor necrosis factor-alpha;

activation of blood vessel-lining cells called endothelial cells, allowing leakage of white blood cells into tissue;

activation of kidney cells; and

initiation of cell suicide programs in heart cells
The following diagram illustrates the complement cascade:

Because of the generally beneficial effects of the components of the complement cascade prior to C5 and the greater inflammatory, destructive
and disease-promoting effects of the cleavage products of C5, we have identified C5 as a potentially effective anti-inflammatory drug target. Our
CS5 Inhibitor, eculizumab, specifically and tightly binds to C5 blocking its cleavage into harmful byproducts, which we believe may inhibit
subsequent damage from the inflammatory response.

In laboratory and animal models of human disease, we have shown that the administration of a C5 Inhibitor, as compared to placebo, has
demonstrated the following:

prevention of lysis of red blood cells;

prevention of inflammation during cardiopulmonary bypass;

reduction of heart tissue damage during myocardial infarction;

reduction of brain damage in cerebral ischemia, or reduced blood flow to brain tissue;

enhancement of survival in a model of lupus;

preservation of kidney function in nephritis, or inflammation of kidney tissue;

prevention and amelioration of asthmatic attacks; and

enhancement of survival in organ transplantation models.
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In addition, in human clinical trials, we have shown that C5 Inhibitors may be associated with:

reduction of red blood cell destruction, improvement in anemia, amelioration of fatigue and reduction of blood clots in PNH patients;

reduction of an objective measure of disease activity in rheumatoid arthritis patients; and

reduction of the incidence of proteinuria in lupus patients.
CS5 Inhibitor Immunotherapeutic Product Candidates

We are developing our lead C5 Inhibitor product candidate, Soliris (eculizumab), for the treatment of inflammation related to chronic
hematologic disorders and autoimmune disorders. The initial indication for which we are pursuing development of Soliris (eculizumab) is PNH.

To date, eculizumab has been observed to be reasonably well tolerated in completed clinical trials in which over 900 individuals were treated
with eculizumab; 195 of these individuals were PNH patients enrolled in trials studying PNH. Our other C5 Inhibitor, pexelizumab, has been
observed to be reasonably well tolerated in completed clinical trials in which over 10,000 individuals were treated with either pexelizumab or
placebo.

Lead Eculizumab Indication

Eculizumab is a humanized antibody that blocks complement activity for one to two weeks after a single dose at the doses currently tested, and
is designed for the chronic treatment of hematologic disorders such as PNH and autoimmune diseases. Results of the two Phase III clinical trials
for Soliris (eculizumab) in PNH showed statistically significant achievement of all primary and secondary endpoints. We have filed for
authorization to market Soliris (eculizumab) for PNH patients with the FDA and the EMEA in the United States and Europe, respectively. We
have retained full commercial rights to Soliris (eculizumab) worldwide.

About Paroxysmal Nocturnal Hemoglobinuria or PNH

We are developing eculizumab for treatment of patients afflicted with the chronic hematologic disorder, Paroxysmal Nocturnal Hemoglobinuria,
or PNH. PNH is a life-threatening, rare acquired genetic deficiency blood disorder characterized by severe anemia and risk of blood clotting, or
thrombosis. Patients with PNH have an acquired genetic deficiency in certain protective proteins on the surface of their blood cells, allowing
their own complement system to attack and destroy these blood cells. Patients with PNH may suffer from chronic hemolysis, or destruction of
red blood cells caused by the C5 cleavage product C5b-9. This hemolysis is believed to lead to further clinical complications including frequent
bouts of hemoglobinuria or release of blood cell hemoglobin into the urine, abdominal pain, painful swallowing, high blood pressure in the
lungs, disabling fatigue, and a poor quality of life. The red blood cell destruction may be sufficiently large that recurrent blood transfusions are
necessary to support normal red blood cell function. The hemolysis in patients with PNH may be associated with severe, life-threatening blood
clots. The prevalence, or number of affected patients at any one time, has not been definitively determined but can be estimated at approximately
8,000 10,000 total patients in North America and Western Europe. Approximately one-half of the patients with PNH die from the disease within
10-15 years of diagnosis. Currently there is no U.S. Food and Drug Administration approved therapy for PNH. In 2003, the FDA and the
European Medicines Agency, or EMEA, each granted Orphan Drug Status for the development of eculizumab in PNH.
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In September 2006, we submitted a Biologics License Application, or BLA, with the U.S. Food and Drug Administration, or FDA, and a
European Marketing Authorization Application, or MAA, in Europe, for Soliris (eculizumab) for the treatment of PNH. Data from two clinical
trials that comprised the pivotal Phase III program, known as the TRIUMPH and SHEPHERD trials, served as the primary basis for the BLA

and MAA. In July 2004, we received written confirmation from the FDA indicating agreement with the protocol designs for the TRIUMPH and
SHEPHERD trials. The agreement for the Phase III program was reached under the FDA s Special Protocol Assessment, or SPA, process, a
procedure by which the FDA provides official evaluation and guidance on proposed protocols for pivotal Phase III clinical trials. Similarly, we
have obtained protocol assistance from the EMEA with respect to the pivotal Phase III PNH program in Europe. Prior to submission of the BLA
and MAA for Soliris (eculizumab) in PNH, we also presented and discussed available Phase III results with the FDA and EMEA. In 2003, the
FDA and the EMEA granted Orphan Drug designation for the development of Soliris (eculizumab) in PNH. We retain all rights to eculizumab in
all indications worldwide.

On January 26, 2006, we reported positive results with Soliris (eculizumab) in the pivotal Phase IIIl TRIUMPH trial in PNH patients and
published the trial results in the September 20, 2006 issue of the New England Journal of Medicine. TRIUMPH is a double-blind, randomized,
placebo-controlled multi-center pivotal Phase III trial, examining the effects of eculizumab on the co-primary endpoints of hemoglobin
stabilization and blood transfusion requirement in hemolytic, transfusion-dependent PNH patients during six months of therapy. The
pre-specified co-primary endpoints in the TRIUMPH trial (median transfusion rate and hemoglobin stabilization) were each achieved with
statistical significance. The median transfusion rate was reduced from 10 units/patient with placebo to 0 units/patient with eculizumab
(p<0.000000001). Hemoglobin stabilization was achieved by 49% of eculizumab patients as compared to 0% for placebo (p<0.0000001). Soliris
(eculizumab) reduced intravascular hemolysis, as shown by the 85.8% lower median area under the curve for lactate dehydrogenase in the
eculizumab group, as compared with the placebo group (58,587 vs. 411,822 U per liter x day; P<0.001). Clinically and statistically significant
improvements in fatigue were observed as measured by scores on the Functional Assessment of Chronic Illness Therapy-Fatigue instrument
(P<0.001) and the fatigue subscale of the European Organization for Research and Treatment of Cancer Quality of Life Questionnaire (EORTC
QLQ-C30) (P<0.001). Treatment with Soliris (eculizumab) also significantly improved overall health and patient functioning as measured by the
EORTC QLQ-C30 instrument including global health status (P<0.001) and all five aspects of patient functioning: role (P<0.001), social
(P=0.003), cognitive (P=0.002), physical (P<0.001) and emotional (P=0.008). Treatment also significantly reduced EORTC QLQ-C30
disease-related symptoms including pain (P=0.002), dyspnea (P<0.001), appetite loss (P<0.001), and insomnia (P=0.014). Additionally, Soliris
(eculizumab) appeared to be well tolerated with an adverse event profile comparable to placebo. The most frequent adverse events with Soliris
(eculizumab) were headache, nasopharyngitis (or cold symptoms) and back pain. The study enrolled patients in the U.S., Canada, Europe, and
Australia.

In December 2006, we reported positive results with Soliris (eculizumab) in the Phase IIIl SHEPHERD trial in PNH Patients. SHEPHERD trial
was an open-label, twelve-month non-placebo controlled trial primarily aimed at generating additional safety data with eculizumab in 97 PNH
patients in the United States, Canada, Europe, and Australia, and included a primary surrogate of efficacy and additional efficacy endpoints.
Results from the SHEPHERD trial showed that Soliris (eculizumab) appeared to be safe and well tolerated and provided clinically and
statistically significant improvements in intravascular hemolysis, anemia, fatigue and quality of life. Results from the SHEPHERD trial were
presented in December 2006 at the 48th Annual Proceedings of the American Society of Hematology. Soliris (eculizumab) therapy in
SHEPHERD improved
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the intravascular hemolysis, as shown by a reduction in the median LDH area under the curve (-632,264 U/L W day; P<0.001). LDH levels
during the study were reduced 87% from a median of 2051 U/L at baseline to 269 U/L after 12 months of treatment (P<0.001). Clinically and
statistically significant improvements in fatigue were observed as measured by change from baseline using the Functional Assessment of
Chronic Illness Therapy-Fatigue (FACIT-Fatigue) instrument (P<0.001) and the fatigue scale of the European Organization for Research and
Treatment of Cancer Quality of Life Questionnaire (EORTC QLQ-C30) instrument, a standard questionnaire developed to assess quality of life
in cancer patients particularly suffering from severe fatigue and anemia (P<0.001). Treatment with Soliris (eculizumab) also significantly
improved overall health and patient functioning as measured by the EORTC QLQ-C30 instrument including the global health status scale
(P<0.001) and all five aspects of patient functioning: role (P<0.001), social (P<0.001), cognitive (P<0.001), physical (P<0.001) and emotional
(P<0.001). Treatment also significantly improved 7 of 9 EORTC QLQ-C30 symptom scales and single item measures including pain (P<0.001),
dyspnea (P<0.001), appetite loss (P<0.001), and insomnia (P<0.001). Clinically and statistically significant improvements in anemia were also
observed with eculizumab therapy as evidenced by the reduction in transfusion requirements from a median of 8.0 packed red cells in the 12
month pre-treatment period to 0.0 units during the 12 months of treatment (P<0.001). Additionally, 51% of patients in SHEPHERD were
transfusion independent for the entire 12 month treatment period (P<0.001). Other improvements in anemia included a 44% increase in the
endogenous PNH red blood cell mass (P<0.001) and an increase in hemoglobin levels from 9.2g/dl at baseline to 10.2g/dl after 12 months of
treatment (P<0.001).

Prior to SHEPHERD and TRIUMPH, we conducted a three-month, open-label study in 11 PNH patients, results of which were reported in the
February 5, 2004 issue of the New England Journal of Medicine. Patients treated with Soliris (eculizumab) experienced a substantial decrease in
the destruction of PNH red blood cells, with the mean percentage of these cells increasing from 36.7 percent of the total population found in the
body to 59.2 percent (P=0.005), and lactate dehydrogenase levels, a biochemical marker of red blood cell destruction, falling from a mean of
3,111 IU per liter to a mean of 594 IU per liter (P=0.002). This reduction in PNH red blood cell destruction helped reduce the median patient
transfusion rates from 1.8 units per patient, per month, to 0.0 units per patient, per month (P=0.003). Episodes of hemoglobinuria were reduced
by an average of 96 percent (P<0.001) and quality of life measurements, using EORTC QLQ C-30, substantially improved during treatment.
Soliris (eculizumab) appeared reasonably well tolerated in this trial. Adverse events reported for Soliris (eculizumab) or placebo were similar in
type and frequency to those reported in other controlled trials of eculizumab. The most common adverse events were headache, upper respiratory
infection, muscle/joint aches, and influenza-like symptoms, and the severe adverse events were viral chest infection, dizziness and shivering. In
the June 2005 issue of the journal Blood, we reported on the safety and sustained effects of Soliris (eculizumab) in a 52-week extension of our
pilot open-label PNH trial in 11 patients. In this study, patients who received Soliris (eculizumab) continued to tolerate the drug reasonably well
and experienced reduced hemolysis resulting in an increase in PNH red blood cells, a reduction in the need for transfusion, and improvements in
multiple quality of life measures. Reported adverse events occurring in three or more patients were flu-like symptoms, sore throat, pain, nausea,
bruising, cough, and upper respiratory infection. The adverse event profile for eculizumab-treated patients in this study was similar to that of
placebo-treated patients in other patient population trials of eculizumab.

Patients who have completed the TRIUMPH and SHEPHERD trials, as well as patients that have completed the initial, open-label clinical trial,
have been enrolled in an open-label extension trial to further evaluate safety data in PNH patients treated with Soliris (eculizumab).

Table of Contents 12



Edgar Filing: ALEXION PHARMACEUTICALS INC - Form 10-K

Table of Conten
Eculizumab in Pre-Clinical Research Programs
Renal Transplantation

Solid-organ transplantation is an effective form of therapy for the management of patients with end-stage kidney, heart, lung, or liver failure.
The rejection of the donor organ is usually managed by treatment of the recipient with immunosuppressive drugs that block the action of white
blood cells to reject the donor organ. However, some potential transplant recipients have highly sensitized immune systems due to previous
transplants, transfusions or pregnancies, or incompatibility with the blood type of the donor. In these presensitized graft recipients,
antibody-mediated rejection, or AMR, is a major impediment to successful transplantation.

In collaboration with investigators at the Multi-Organ Transplant Program, London Health Sciences Centre, London, Ontario, Canada, we
reported in the May 2005 issue of the journal Transplantation that inhibition of terminal complement using an anti-C5 complement-blocking
antibody successfully prevented AMR in a rodent model of transplantation. Furthermore, addition of anti-C5 antibody to standard anti-cellular
therapy resulted in a marked and significant increase in graft survival as compared to graft survival in animals treated with anti-cellular therapy
alone. Importantly, AMR was prevented by anti-C5 antibody even in the presence of high levels of circulating anti-donor antibodies.

These data are supported by other studies that demonstrate an important role for terminal complement in antibody-mediated transplant rejection
and suggest that complement blockade at C5 may be an effective therapy in patients who are either presensitized or who have received a blood
type mismatched transplant organ. We are currently in pre-clinical studies to evaluate solid-transplantation as an indication for eculizumab.

Asthma

Asthma is a chronic respiratory disease that results in bronchial inflammation and airway constriction that prompts asthma s hallmark
symptoms shortness of breath, chest tightness and wheezing.

In May 2005, we announced the results of a new animal model study that showed that treatment with an anti-C5 complement blocking antibody
significantly reduced bronchial inflammation and airway constriction. The study, conducted by our researchers, the Yale University School of
Medicine, and the Brigham and Women s Hospital, was published in the June 2005 issue of the Journal of Clinical Investigation.

The study suggested that both C5a and C5b-9 contribute to the initiation of airway inflammation and in immediate and sustained airway
hyperreactivity. Importantly, the researchers found that animals given an anti-C5 blocking antibody either systemically or when inhaled through
a nebulizer (a common asthma inhalation device) showed substantial reductions in airway reactivity even in the face of airway challenges with
methacholine, a drug administered to confirm an asthma diagnosis.

The anti-C5 blocking antibody, unlike existing asthma therapies high-dose inhaled and oral corticosteroids blocked a wide range of inflammatory
mediators known to contribute to the severity and persistence of asthma, including white blood cells and inflammatory mediators from

eosinophils and neutrophils. These data suggest a direct role for complement-mediated inflammation in the pathogenesis of severe asthma. We

are currently in pre-clinical studies to evaluate asthma as an indication for eculizumab.

10
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Antibody Discovery Technology Platform
Combinatorial Human Antibody Library Technologies

In order to expand our pipeline of potential antibody therapeutics, in September 2000, we acquired Prolifaron, Inc., a privately held
biopharmaceutical company and integrated this entity into Alexion as a wholly-owned subsidiary, Alexion Antibody Technologies, Inc. or AAT.
The AAT technology includes extensive research expertise and methodologies that we call Combinatorial Human Antibody Library
Technologies or CoALT, in the area of creating fully human antibodies from libraries containing billions of human antibody genes. During
2006, we decided to relocate CoALT and other AAT technologies to our expanded research and discovery groups in our Cheshire, Connecticut
headquarters. As a result, we initiated an integration plan with AAT to consolidate certain functions and operations, including the termination of
all AAT personnel and possible disposal of equipment in that facility.

Our goal, through CoALT and related technologies, is to develop new fully human therapeutic antibodies addressing multiple disease areas,
including autoimmune and inflammatory disorders, cancer and infectious disease. These technologies involve, in part, the generation of diverse
libraries of human antibodies derived from patients blood samples, and the screening of these libraries against a wide array of potential drug
targets. We believe that these technologies may be optimally suited to the rapid generation of novel, fully human and humanized, therapeutic
antibodies directed at validated clinical targets. To date, we have focused on identifying antibodies that may be therapeutically effective in
different cancers, autoimmune or inflammatory disorders, and infectious diseases. In addition, we believe that these technologies could permit
the pre-clinical validation of new gene targets that are being identified by numerous groups from recent access to the human genome. We also
believe that these technologies might identify therapeutic antibodies when the libraries are screened against certain of these new gene targets.

Pre-Clinical Programs
Anti-CD200 Antibody

We are developing an antibody for the treatment of B-Chronic Lymphocytic Leukemia (B-CLL), an incurable chronic cancer that results from
expansion of B-lymphocytes and other myeloid tumors such as mulitple myeloma (MM). Our antibody binds to CD200, a molecule that is
upregulated on the surface of B-CLL and MM tumor cells. CD200 normally acts as a potent immunosuppressant by interacting with the CD200
Receptor on macrophages and thereby sending an inhibitory signal to the macrophage. We believe upregulation of CD200 on the CLL and MM
cell surface allows the tumor to inhibit the body s immune response to the tumor. Our antibody targets CLL and MM cells and blocks the
interaction of CD200 with the CD200 Receptor with the objective of enhancing the body s immune response to these tumors. We have recently
demonstrated the potent anti-tumor activity of our anti-CD200 antibody in a model of CLL, which was published in the January 2006 issue of
the Proceedings of the 