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INFORMATION RELATING TO FORWARD-LOOKING STATEMENTS

This Annual Report on Form 10-K includes forward-looking statements. These forward-looking statements involve a number of risks and
uncertainties. These forward-looking statements can generally be identified as such because the context of the statement will include words such
as "may," "will," "intends," "plans," "believes," "anticipates," "expects," "estimates," "predicts,"” "potential,” "continue," "likely," or
"opportunity,” the negative of these words or other similar words. Similarly, statements that describe our future plans, strategies, intentions,
expectations, objectives, goals or prospects and other statements that are not historical facts are also forward-looking statements. For such
statements, we claim the protection of the Private Securities Litigation Reform Act of 1995. Readers of this Annual Report on Form 10-K are
cautioned not to place undue reliance on these forward-looking statements, which speak only as of the time this Annual Report on Form 10-K
was filed with the Securities and Exchange Commission, or SEC. These forward-looking statements are based largely on our expectations and
projections about future events and future trends affecting our business, and are subject to risks and uncertainties that could cause actual results
to differ materially from those anticipated in the forward-looking statements. These risks and uncertainties include, without limitation, those
discussed in "Item 1A. Risk Factors" and in "Item 7. Management's Discussion and Analysis of Financial Condition and Results of Operations"
of this Annual Report on Form 10-K. In addition, past financial or operating performance is not necessarily a reliable indicator of future
performance and you should not use our historical performance to anticipate results or future period trends. We can give no assurances that any
of the events anticipated by the forward-looking statements will occur or, if any of them do, what impact they will have on our results of
operations and financial condition. Except as required by law, we undertake no obligation to publicly revise our forward-looking statements to
reflect events or circumstances that arise after the filing of this Annual Report on Form 10-K or documents incorporated by reference herein that
include forward-looking statements.

non non non non non non

Arena Pharmaceuticals®, Arena® and our corporate logo are registered service marks of Arena. CART and BRL Screening are
unregistered service marks of Arena. All other brand names or trademarks appearing in this Annual Report on Form 10-K are the property of
their respective holders.

non non

In this Annual Report on Form 10-K, "Arena Pharmaceuticals,” "Arena," "we," "us" and "our" refer to Arena Pharmaceuticals, Inc. and our
wholly owned subsidiaries on a consolidated basis, unless the context otherwise provides.

PART I

Item 1. Business.

We are a clinical-stage biopharmaceutical company focused on discovering, developing and commercializing oral drugs in four major
therapeutic areas: cardiovascular, central nervous system, inflammatory and metabolic diseases. Our most advanced drug candidate, lorcaserin
hydrochloride, or lorcaserin, is being investigated in a Phase 3 clinical trial program for the treatment of obesity. We have a broad pipeline of
novel compounds that selectively target known and orphan G protein-coupled receptors, or GPCRs, and includes compounds being developed by
our partners, Ortho-McNeil Pharmaceutical, Inc., a Johnson & Johnson company, or Ortho-McNeil, and Merck & Co., Inc., or Merck.

We focus on GPCRs because they are a validated class of drug targets that mediate the majority of cell-to-cell communication in humans. A
high percentage of today's prescription drugs target one or more GPCRs, and we believe that approved GPCR-based drugs target about 30% of
the known non-sensory GPCRs. Selective targeting of specific GPCRs is intended to increase the likelihood of the desired pharmacology and
minimize the risk of "off target" effects. We believe our GPCR-focused technologies and integrated discovery and development capabilities will
allow us to continue to build our pipeline of unique and selective drug candidates.
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In September 2006, we initiated the first of three planned Phase 3 clinical trials evaluating the efficacy and safety of lorcaserin, our lead
drug candidate under investigation for the treatment of obesity. The first trial, known as BLOOM (Behavioral modification and Lorcaserin for
Overweight and Obesity Management), is a double-blind, randomized and placebo-controlled trial that enrolled more than 3,100 overweight and
obese patients. In September 2007, we announced the continuation of the BLOOM trial following a planned review by an independent
Echocardiographic Data Safety Monitoring Board, or ESMB, of unblinded echocardiograms performed after patients completed six months of
dosing in the trial. The ESMB confirmed that differences, if any, in the rates of valvulopathy, as defined by the United States Food and Drug
Administration, or FDA, in patients treated with lorcaserin and in the control group did not meet their predetermined stopping criteria.

In December 2007, we initiated the second and third Phase 3 clinical trials evaluating the safety and efficacy of lorcaserin. Known as
BLOSSOM (Behavioral modification and Lorcaserin Second Study for Obesity Management) and BLOOM-DM (Behavioral modification and
Lorcaserin for Overweight and Obesity Management in Diabetes Mellitus), these one-year, double-blind, randomized and placebo-controlled
clinical trials are expected to collectively enroll approximately 3,750 overweight and obese patients. In contrast to BLOOM, patients with
FDA-defined valvulopathy are allowed to enroll in BLOSSOM and BLOOM-DM. BLOOM, BLOSSOM and BLOOM-DM comprise the entire
planned Phase 3 pivotal trial program for lorcaserin.

In addition to lorcaserin, our other internal clinical programs include APD125 and APD791. In September 2007, we announced results from
a Phase 2a clinical trial of APD125, an oral drug candidate that we discovered and believe has the potential to reduce insomnia symptoms and
improve sleep maintenance. In the Phase 2a clinical trial, which was conducted in patients with chronic primary insomnia, APD125 significantly
improved endpoints measuring improvements in sleep maintenance, including wake after sleep onset, or WASO, wake time during sleep, or
WTDS, and number of awakenings and arousals. In addition, in the Phase 2a clinical trial, APD125 significantly increased time spent in deep
sleep and decreased the amount of time spent in lighter sleep. During the clinical trial, treatment with APD125 was well tolerated with no
observations of next day cognitive impairment. In 2008, we plan to initiate a Phase 2b clinical trial to examine subjective measures of sleep
maintenance.

APD791 is an oral drug candidate that we discovered and are investigating for the treatment and prevention of arterial thromboembolic
diseases such as acute coronary syndrome. We recently announced positive results from a single dose Phase 1a clinical trial of APD791 and the
initiation of a multiple dose Phase 1b clinical trial to further evaluate the compound's safety, pharmacokinetics and pharmacodynamics.

In addition to internal programs, we have partnerships with pharmaceutical companies, including Ortho-McNeil and Merck. Our
Ortho-McNeil partnership is focused on receptor agonists of an orphan GPCR, the Glucose-Dependent Insulinotropic Receptor, or GDIR, as
treatments for diabetes and other disorders, and our Merck partnership is focused on niacin receptor agonists as treatments for atherosclerosis
and other disorders. Merck recently initiated under our partnership a Phase 1 clinical trial of a second generation oral niacin receptor agonist.

We intend to commercialize our drug candidates independently and with partners. We have not received regulatory approval for, or
generated commercial revenues from, marketing or selling any drugs. We were incorporated in 1997.
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Our Research & Development Programs

We have built a broad pipeline of drug candidates that target large and attractive market opportunities in several therapeutic areas. The
following table summarizes our current independent and partnered development programs and selected research programs:

Development Next Potential Commercial
Development Program (Indication) Status Milestone Rights
Lorcaserin (obesity) Phase 3 Month-12 ESMB review Arena
APDI125 (insomnia) Phase 2 Start Phase 2b Arena
APD791 (arterial thrombosis) Phase 1 Complete Phase 1b Arena
Niacin receptor agonist (atherosclerosis and other
disorders) Phase 1 Complete Phase 1 Merck
GDIR receptor agonists (diabetes) Preclinical Start Phase 1 Ortho-McNeil
APD916 (wakefulness promoter) Preclinical Start Phase 1 Arena
Research Program
Cardioprotection Research Arena
Cytokine & immune cell modulators Research Arena
Type 2 diabetes & obesity Research Arena

Note: The table above does not list all of our research programs.
Lorcaserin

We are investigating lorcaserin in a Phase 3 pivotal trial program for the treatment of obesity. Obesity affects tens of millions of adults and
children in the United States and poses serious long-term threats to their health and welfare. Studies have shown that modest weight loss of as
little as 5% of initial body weight can result in a meaningful reduction in the risks associated with obesity, such as diabetes. Currently,
pharmaceutical treatment options for obesity are limited.

Lorcaserin is a novel and selective 5-HT, . serotonin receptor agonist. Based on our preclinical studies and clinical trial data to date, we
believe that lorcaserin is unlikely to cause serotonin-mediated valvulophathy or other cardiovascular side effects. This belief is supported by the
review by the independent ESMB of unblinded echocardiograms that was performed after patients completed six months of dosing in the
BLOOM trial. The ESMB review confirmed that differences, if any, in the rates of FDA-defined valvulopathy in patients treated with lorcaserin
and in the control group did not meet the ESMB's predetermined stopping criteria. Our belief is also supported by data from our 4- and 12-week
clinical trials, in which no apparent effects of the drug were seen on heart valves or pulmonary arterial pressure, and by long-term (6-12 month)
toxicity studies at high doses in animals. However, the longer-term, ongoing clinical trials of lorcaserin will be needed to confirm these results.
This is a major and continuing focus of our Phase 3 pivotal trial program.

Mechanism of Action. We believe lorcaserin selectively stimulates the 5-HT, . serotonin receptor, a GPCR located in the hypothalamus.
Stimulation of this hypothalamic receptor is strongly associated with feeding behavior and satiety. We conducted preclinical studies examining
the activity and 5-HT receptor subtype specificity of lorcaserin. In these studies, lorcaserin demonstrated a high affinity and selectivity for the
5- HT receptor with approximately 15-fold and 100-fold selectivity in vitro over the human 5-HT and 5- HT , receptors, respectively, and no
pharmacologlc activity at other serotonin receptors except at concentrations greatly exceeding the expected therapeutlc range.

Prior Clinical Development. We have completed multiple Phase 1 and Phase 2 clinical trials of lorcaserin. Our Phase 2a clinical trial
included 352 obese patients dosed for 28 days, and our Phase 2b
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clinical trial included 469 obese patients dosed for 12 weeks. Highly statistically significant, clinically meaningful and progressive weight loss
was observed in both Phase 2 clinical trials, with no apparent drug effect on heart valves or pulmonary artery pressure, as assessed by serial
echocardiograms. Lorcaserin was also generally well tolerated in both Phase 2 clinical trials.

The randomized, double-blind, multiple-dose, 28-day Phase 2a clinical trial of lorcaserin in obese patients compared doses of 1 mg, 5 mg
and 15 mg to placebo. Over the 28-day treatment period there was a highly statistically significant (p=0.0002) mean weight loss of 2.9 pounds in
patients taking the 15 mg dose of lorcaserin versus 0.9 pounds for the placebo group. Lorcaserin was generally well tolerated at all doses
investigated in the trial. An assessment of follow-up echocardiograms taken at the end of dosing and approximately 90 days after patients
received their first doses of lorcaserin in the Phase 2a clinical trial indicated no apparent drug effect on heart valves or pulmonary artery
pressure.

A randomized, double-blind, multiple-dose, 12-week Phase 2b clinical trial of lorcaserin in obese patients compared doses of 10 mg and
15 mg once daily and 20 mg (10 mg dosed twice daily) of lorcaserin to placebo. The primary endpoint of the trial, which excluded diet and
exercise advice, was weight loss after administration of lorcaserin for 12 weeks. Patients completing the 12-week treatment period with
lorcaserin achieved a highly statistically significant (p<0.001) mean weight loss of 4.0, 5.7 and 7.9 pounds at daily doses of 10 mg, 15 mg and
20 mg (10 mg dosed twice daily), respectively, compared to 0.7 pounds for the placebo group. Using an intent-to-treat,
last-observation-carried-forward analysis, treatment with lorcaserin was also associated with a highly statistically significant (p<0.001) mean
weight loss of 3.7, 4.8 and 6.8 pounds at daily doses of 10 mg, 15 mg and 20 mg (10 mg dosed twice daily), respectively, in patients taking
lorcaserin compared to 0.4 pounds for the placebo group. The proportions of patients completing the 12-week treatment period with lorcaserin
who achieved a 5% or greater weight loss from baseline were 13% (p=0.015), 20% (p<0.001) and 31% (p<0.001) at daily doses of 10 mg, 15 mg
and 20 mg (10 mg dosed twice daily), respectively, compared to 2% in the placebo group. Lorcaserin was generally well tolerated at all doses
investigated in the trial. Adverse events occurring in greater than 5% in any of the dosed groups were headache, nausea, dizziness, vomiting, dry
mouth, nasopharyngitis, fatigue and urinary tract infection. As demonstrated by the graph below, average weight loss increased progressively at
each time point measured throughout the trial for all lorcaserin dose groups, and was dose-dependent. As we expected, after patients stopped
taking lorcaserin, they started to regain weight.




Edgar Filing: ARENA PHARMACEUTICALS INC - Form 10-K

Lorcaserin Phase 2b Clinical Trial: Weight Loss by Dose and Time

An assessment of echocardiograms at baseline and day 85 indicated no apparent lorcaserin effect on heart valves or pulmonary artery
pressure. No changes in valvular regurgitation greater than one category, and no significant increases in pulmonary artery pressure in any group
were identified in the echocardiogram results. No significant differences in the number of patients with increased regurgitation at any value were
observed between any treatment group and placebo. Valvular regurgitation, a measure of back flow or leakage of blood through heart valves due
to imperfect valve closing, was scored on a five-point scale (absent, trace, mild, moderate or severe). The FDA defines significant valvulopathy
as mild or greater aortic valve regurgitation or moderate or greater mitral valve regurgitation. This is one measure used in our Phase 3 program
to assess potential effects of lorcaserin on heart valves. As demonstrated by the table below, the incidence of FDA-defined valvulopathy was
greater in the placebo group versus the combined lorcaserin treated groups.

Lorcaserin Phase 2b Clinical Trial: Incidence of FDA-Defined Valvulopathy

Lorcaserin

Placebo 10 mg 15mg 20 mg

Patients (N) 99 99A, 96 96
100M

Aortic (A) Regurgitation 0 0 1 0

Mitral (M) Regurgitation 2 0 1 0

Percent by Dose 2.0% 0.0% 21% 0.0%

Percent by Treatment 2.0% 0.7%

Phase 3 Clinical Development. In September 2006, we initiated the first of three planned Phase 3 clinical trials to evaluate the safety and
efficacy of lorcaserin for the treatment of obesity. BLOOM, the first of the three clinical trials, completed enrollment in February of 2007 with
more than 3,100 overweight and obese patients in approximately 100 centers in the United States.

BLOOM is a double-blind, randomized trial evaluating a 20 mg dose (10 mg dosed twice daily) of lorcaserin versus placebo over a
two-year treatment period in obese patients (Body Mass Index, or
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BMLI, of 30 to 45) with or without co-morbid conditions and overweight patients (BMI of 27 to less than 30) with at least one co-morbid
condition. The primary efficacy endpoint is the proportion of patients with a 5% or greater weight reduction from baseline at week 52 as
compared to placebo.

Patients received echocardiograms at baseline, 6 and 12 months after initiating dosing in the trial, and will receive follow-up
echocardiograms at 18 and 24 months after starting the trial. In September 2007, we announced the continuation of the BLOOM trial after the
independent ESMB conducted its planned review of the unblinded echocardiograms that were performed after patients completed six months of
dosing in the trial. The ESMB's review confirmed that differences, if any, in the rates of FDA-defined valvulopathy in patients treated with
lorcaserin and in the control group did not meet their predetermined stopping criteria. The review also confirmed that the rate of FDA-defined
valvulopathy in the trial is consistent with our statistical powering assumptions used in the design of the clinical trial program to monitor patients
for any increased risk of developing valvulopathy. As with the month-6 echocardiogram analysis, the ESMB will review the month-12
echocardiographic data and, based upon its predetermined criteria, will make a second judgment as to whether it is appropriate to continue or
stop the trial. We expect the month-12 ESMB review to take place in March 2008.

In December 2007, we initiated BLOSSOM and BLOOM-DM, the second and third Phase 3 clinical trials evaluating lorcaserin's efficacy
and safety. These one-year, double-blind, randomized and placebo-controlled clinical trials are expected to collectively enroll approximately
3,750 overweight and obese patients. Consistent with our proposal, the FDA has allowed us to eliminate the requirement to perform
echocardiographic testing prior to enrolling patients in both of these trials. As a result, patients with pre-existing FDA-defined valulopathy and
other echocardiographic variants and abnormalities may be enrolled in the BLOSSOM and BLOOM-DM trials. This is different from the design
of BLOOM, the initial lorcaserin pivotal study, in which echocardiography was used to screen for patients with FDA-defined valvulopathy and
certain other echocardiographic abnormalities and exclude those patients from enrolling in the trial. Instead, in BLOSSOM and BLOOM-DM,
there are no such echocardiographically defined exclusion criteria, although serial echocardiograms will be obtained to extend the lorcaserin
safety database. BLOOM, BLOSSOM and BLOOM-DM comprise the entire planned Phase 3 clinical trial program for lorcaserin.

The BLOSSOM trial is evaluating 10 mg and 20 mg daily doses (10 mg dosed once or twice daily) of lorcaserin versus placebo over a
one-year treatment period in obese patients (BMI of 30 to 45) with or without co-morbid conditions and overweight patients (BMI of 27 to less
than 30) with at least one co-morbid condition at about 100 sites in the United States. The BLOOM-DM trial is evaluating 10 mg and 20 mg
daily doses (10 mg dosed once or twice daily) of lorcaserin versus placebo over a one-year treatment period in obese and overweight patients
with type 2 diabetes at about 45 sites in the United States.

Consistent with the BLOOM trial, diet and exercise will also be included in the BLOSSOM and BLOOM-DM trials in accordance with
current FDA guidelines, and the proportion of patients with a 5% or greater weight reduction from baseline at week 52 will be the primary
efficacy endpoint. Secondary endpoints include changes in serum lipids, blood pressure and quality of life; in the BLOOM-DM trial, HbAlc and
other indicators of glycemic control will also be evaluated. In both of these additional trials, all patients will receive echocardiograms at
baseline, at month 6, and at the end of the study to assess heart valve function over time. In contrast to the ongoing BLOOM trial, however, there
will be no oversight by an independent safety monitoring board.

The complete lorcaserin Phase 3 pivotal program is planned to enroll a total of approximately 7,000 patients. In addition to the Phase 3
clinical trials, several additional smaller trials, such as drug interaction and abuse potential trials, will be conducted. Assuming we receive
favorable results from the month-12 ESMB review and our clinical trials and preclinical studies, we expect to file a New Drug Application, or
NDA, for lorcaserin by the end of 2009.
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Intellectual Property. As of January 31, 2008, we owned issued patents that cover compositions of matter for lorcaserin and related
compounds and methods of treatment utilizing lorcaserin and related compounds in 44 jurisdictions, including the United States, Germany,
France, the United Kingdom, Italy and Spain, and had applications pending in approximately 25 other jurisdictions, including Japan, Canada and
China. Based on sales statistics provided by IMS Health, the jurisdictions where lorcaserin patents have been issued accounted for more than
76% of global pharmaceutical sales in 2006, while jurisdictions where lorcaserin patents remain pending accounted for more than 20% of global
pharmaceutical sales in that same year. The patent on lorcaserin issued by the United States Patent and Trademark Office is serial number US
6,953,787 and the corresponding patent granted by the European Patent Office is serial number EP 1 411 881 B1. The earliest priority date for
the patents on lorcaserin is 2002. The terms of these patents are capable of continuing into 2023 in most jurisdictions without taking into account
any patent term extension regimes of any country.

APDI25

In September 2007, we announced positive Phase 2 clinical trial results from our lead drug candidate for the treatment of insomnia,
APDI125, which is a novel and selective 5-HT,, serotonin receptor inverse agonist. The National Institutes of Health estimated in 2003 that
between 30 to 40% of United States adults report some level of insomnia and that insomnia is a chronic problem for about 10% of the United
States population. In these cases, the lack of restful sleep impairs the person's ability to carry out their daily responsibilities because they are too
tired or have trouble concentrating. However, the great majority of insomnia patients do not seek treatment. Currently approved therapies for
insomnia include Ambien and Ambien CR, marketed by sanofi-aventis, Lunesta, marketed by Sepracor Inc., Sonata, marketed by King
Pharmaceuticals, Inc., Rozerem, a melatonin MT1 and MT2 agonist marketed by Takeda Pharmaceuticals North America, Inc., and certain
benzodiazepines. With the exception of Rozerem, these therapies work by activating the GABA-A receptor complex in the brain, causing a
general suppressive effect on the central nervous system, or CNS. These GABAergic drugs are generally associated with CNS side effects,
including a sensation of dullness and lethargy upon awakening, often referred to as the "hangover effect." Other potential problems associated
with the GABAergic drugs include the risk of developing tolerance and drug dependency in at-risk populations. In addition, GABAergic drugs
are scheduled controlled substances by the Drug Enforcement Administration of the United States Department of Justice, or DEA, due to their
potential for abuse. Despite these limitations, worldwide sales estimates for insomnia medications were over $3.5 billion in 2006.

Mechanism and Preclinical Data. APD125 acts through a different mechanism than currently marketed insomnia drugs. Based on our
preclinical data, we believe that by selectively targeting the 5-HT,, receptor, APD125 blocks one of several CNS-activating pathways, rather
than initiating a general CNS-suppressive effect. Because of the different mechanism of action, APD125 may not have the side effects generally
associated with currently approved GABAergic drugs. Through this novel mechanism, APD125 has the potential to reduce insomnia symptoms
and improve sleep maintenance by decreasing the number of awakenings during the night, decreasing the amount of wake time after initial sleep
onset and increasing the amount of time spent in deep sleep, or slow wave sleep (stage 3 and stage 4 sleep), the most restorative type of sleep.

Our preclinical studies have shown that, in animals, APD125 increases the total time of non-REM (absence of rapid eye movement or
dreams) sleep, the most restorative phase of the sleep cycle in humans, while having no effect on REM sleep. The total increase in non-REM
sleep time was manifested by fewer sleep bouts of longer duration, indicating an increase in sleep consolidation. In addition, animals treated
with APD125 showed during non-REM sleep an increase in delta power, a brain wave activity associated with increased sleep intensity. The
improvement in the duration of non-REM sleep observed with APD125 administration was at least as robust as that observed with a

10
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prototypic GABAergic drug, Ambien. However, unlike Ambien, APD125 did not reduce REM sleep in these studies.

Prior Clinical Development. We have completed several Phase 1 clinical trials of APD125 in normal volunteers. The Phase 1 program
consisted of three randomized, double-blind and placebo-controlled trials evaluating the single and multiple dose safety and pharmacokinetics of
APDI125 in normal volunteers. Additionally, the program evaluated the pharmacodynamics of nighttime dosing by assessing effects on sleep
patterns in normal volunteers using polysomnography.

In this Phase 1 clinical trial program, APD125 was well tolerated at single doses up to 160 mg and repeated doses up to 80 mg. At 40 mg,
the maximum concentration in the body, or Cmax, of APD125 plateaued; there were no significant differences in Cmax among the 40 mg,
80 mg and 160 mg doses. At 80 mg, the total overall exposure, or area under the curve, of APD125 also plateaued; the pharmacokinetics at the
160 mg dose were generally similar to the 80 mg dose. At doses from 10-40 mg, APD125 caused a robust and highly statistically significant
(p=0.0002) increase in the amount of deep, or slow wave, sleep in volunteers with normal sleep/wake patterns. In addition, other statistically
significant signals indicative of improved sleep maintenance were seen, including statistically significant increases in stage 3 and stage 4 sleep,
reductions in stage 1 sleep, reductions in the number of awakenings and an increase in delta power, the deepest form of slow wave sleep.
Adverse events were infrequent and APD125 was well tolerated. The Phase 1 results support our expectation that APD125 will not cause any
limiting next-day impairment of psychomotor skills or memory.

Phase 2 Clinical Development. In March 2007, we initiated a Phase 2a clinical trial of APD125. This Phase 2a clinical trial was a
randomized, double-blind, placebo-controlled study evaluating the safety and efficacy of nighttime dosing in patients with chronic insomnia.
The trial evaluated standard measurements of sleep, such as WASO, WTDS, number of awakenings, number of arousals, total sleep time and
latency to persistent sleep, and enrolled a total of 173 male and female patients in about 25 clinical sites in the United States. The trial employed
a cross-over design, in that every patient received both active doses of APD125 (10 mg and 40 mg) and placebo in random order, for one week,
separated by a seven to nine day washout period between each dosing period. Efficacy was measured objectively by averaging polysomnography
values for nights one and two (N !/2) and for nights six and seven (N 6/7), versus baseline values.

In the Phase 2a clinical trial, APD125 significantly improved endpoints measuring improvements in sleep maintenance, including WASO
and WTDS. WTDS decreased from baseline by 45.8 and 46.4 minutes, respectively, in the 10 mg and 40 mg doses at N /2, and by 46.1 and 46.9
minutes, respectively, at N 6/7; these differences were statistically significant for both doses at N !/2 (p<0.0001 compared to placebo decrease
from baseline of 32.4 minutes) and N /7 (p=0.0009 for 10 mg, p=0.0004 for 40 mg compared to placebo decrease from baseline of 36.0
minutes). The decrease from baseline in WASO was 52.5 and 53.5 minutes, respectively, for the 10 mg and 40 mg doses at N !/2 (p<0.0001 for
both compared to placebo decrease from baseline of 37.8 minutes). Improvements from baseline in WASO of 51.7 and 48.0 minutes were
observed at N /7 (p=0.0131 and p=0.1994 compared to placebo improvement from baseline of 44.0 minutes).

Significant improvements also were seen in other important measurements of sleep maintenance, including a decrease in the number of
awakenings and arousals (p<0.0001 at both N !/2 and N ¢/7 at 10 mg and 40 mg for both variables). Changes in the number of awakenings were
0.0,-2.5and -3.1 at N !/2 and -0.9, -2.3 and -2.5 at N /7 for placebo, 10 mg and 40 mg, respectively. Changes in the number of arousals were
+3.8,-5.8 and -8.1 on N !/2 and +2.5, -4.8 and -6.7 on N %7 for placebo, 10 mg and 40 mg, respectively.

In the trial, APD125 also significantly increased the time spent in deep (stage 3 and 4) sleep and at the same time decreased the amount of
time spent in light (stage 1) sleep (p<0.0001 at 10 mg and 40 mg for both measures), providing further evidence for the sleep maintenance
properties of APD125.
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Time in REM sleep was not reduced. As expected, based on the mechanism of APD125, no improvement in sleep onset relative to placebo was
observed.

Treatment with APD125 was well tolerated in the trial, with no reports of serious adverse events and no emerging safety findings as
compared to placebo. No next day impairment of cognitive function was observed.

The data from this trial indicates that APD12S5 is efficacious for promoting sleep maintenance in patients with chronic insomnia. The data is
also consistent with the Phase 1 data and support further development of APD125 for the treatment of insomnia patients who have difficulty
maintaining sleep.

While the study was not powered to demonstrate significance in the subjective endpoints, there were trends towards improvements in the
quality of sleep, number of awakenings and total sleep time, with statistical significance for at least one time point and dose for each of these
variables. In 2008, we intend to initiate a Phase 2b clinical trial to examine subjective measures of sleep maintenance.

Intellectual Property. As of January 31, 2008, we owned issued patents that cover compositions of matter for APD125 and related
compounds and methods of treatment utilizing APD125 and related compounds in 40 jurisdictions, including Germany, France, the United
Kingdom, Italy and Spain, and had applications pending in approximately 36 other jurisdictions and international patent authorities, including
the United States, Japan, Canada and China. Based on sales statistics provided by IMS Health, the jurisdictions where APD125 patents have
been issued accounted for more than 29% of global pharmaceutical sales in 2006, while jurisdictions where APD125 patents remain pending
accounted for more than 70% of global pharmaceutical sales in that same year. The patent on APD125 issued by the European Patent Office is
serial number EP 1 558 582 B1. The earliest priority date for the patents on APD125 is 2003. The terms of these patents are capable of
continuing into 2024 in most jurisdictions without taking into account any patent term extension regimes of any country.

APD791

Our lead anti-thrombotic drug candidate, APD791, is currently in a Phase 1 program. APD791 is a novel, oral and selective inverse agonist
of the 5-HT,, serotonin receptor intended to lower the risk of arterial thrombosis by reducing the amplification of platelet aggregation, arterial
constriction and intimal hyperplasia, or thickening of the vessel wall, mediated by serotonin. Thrombosis is the formation of a clot, or thrombus,
inside a blood vessel that restricts the flow of blood. The formation of a thrombus is often caused by an injury to the wall of the blood vessel.
The injury to the blood vessel activates platelets, which then aggregate and adhere to one another as they start to release certain factors,
including serotonin, that facilitate thrombosis. Thrombi that form in diseased atherosclerotic arteries of the heart may cause acute coronary
syndrome or myocardial infarction, and thrombi that form in the vessels of the brain may cause stroke. The American Heart Association
estimates that in the United States over 13.9 million people alive in 2005 had survived either a myocardial infarction or a stroke. To reduce the
risk of future events, many patients receive daily anti-thrombotic therapy. Worldwide sales of Plavix, a leading anti-thrombotic marketed by
Bristol-Myers Squibb and sanofi-aventis, totaled almost $6.0 billion in 2006, making it the second best selling drug in any therapeutic category.

Mechanism and Preclinical Data. APD791 is a novel, oral and selective inverse agonist of the 5-HT,, serotonin receptor. Serotonin
activation of the 5-HT,, receptor on platelets and vascular smooth muscle is thought to play an important role in the events leading to
thrombosis, and elevated serotonin levels have been associated with increased cardiovascular risk. Normally, when a platelet is activated by one
of a number of factors such as thrombin or collagen, the platelet releases serotonin, which, based on preclinical studies, promotes platelet
aggregation, vasoconstriction and intimal hyperplasia. By blocking activation of the 5-HT,, receptor on platelets and in other cardiovascular
tissues, APD791 may curb platelet aggregation, vasoconstriction and intimal hyperplasia in the clinical
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setting, thereby reducing or preventing thrombosis. We believe APD791 represents a new approach to reducing the risk of arterial
thromboembolic disease.

APD791 demonstrated improved coronary artery flow in a preclinical study using the Folts model, an established model of acute coronary
syndrome. In other preclinical studies, blocking activation of the 5-HT,, receptor on platelets also demonstrated an improved separation of the
dose needed for inhibition of thrombosis versus the dose that increased bleeding relative to existing therapies, suggesting that APD791 has the
potential for improved safety relative to existing therapies. We believe these results are consistent with blocking the role of serotonin in the
thrombosis process.

Clinical Development. In July 2007, we initiated a single-ascending dose Phase 1 clinical trial evaluating APD791 in healthy adult
volunteers. This Phase 1a trial was a randomized, placebo-controlled, double-blind, single-ascending dose trial in 90 healthy male and female
volunteers. Doses originally intended for study ranged from 1 mg to 160 mg, but due to favorable tolerability the maximum dose was increased
to 320 mg. In the Phase 1a trial, doses were generally well tolerated, without any dose related adverse events, such that a maximum tolerated
dose could not be defined despite achieving high concentrations in blood. APD791 was rapidly absorbed, and exposures were generally related
to dose. Terminal half-life (t,,) of parent plus active metabolites was also related to dose, reaching approximately 11 hours at the higher doses.
Dose dependent inhibition of serotonin-mediated amplification of platelet aggregation was demonstrated, supporting the preclinical data
generated around APD791 and establishing initial clinical validation for APD791's novel mechanism of action.

Based on the positive Phase 1a results, we initiated a Phase 1b clinical trial in January 2008. The Phase 1b trial is a randomized,
placebo-controlled, double-blind, multiple-ascending dose trial in up to 50 healthy male and female volunteers between the ages of 19 and
45 years old. In addition to evaluating APD791's safety and tolerability profile, the trial will also evaluate the pharmacokinetics and
pharmacodynamics of multiple oral doses of APD791 over a period of one week. Results from the Phase 1b trial are anticipated in mid 2008.

Intellectual Property. As of January 31, 2008, we have issued patents or pending patent applications covering compositions of matter for
APD791 and related methods of treatment in 57 jurisdictions, including pending applications in the United States, Japan, Canada, China and
before the European Patent Office. Based on sales statistics provided by IMS Health, the jurisdictions where APD791 patents have been filed
accounted for more than 99% of global pharmaceutical sales in 2006. The earliest priority date for the patents on APD791 is 2004. The terms of
these patents are capable of continuing into 2025 in most jurisdictions without taking into account any patent term extension regimes of any
country.

Ortho-McNeil Collaboration

In our partnership with Ortho-McNeil, we are collaborating on the development of compounds for the treatment of type 2 diabetes and
other disorders by targeting the GDIR. The GDIR is a novel receptor discovered by Arena that, in our preclinical models, demonstrated the
ability to stimulate insulin production in response to increases in blood glucose. Diabetes is a major worldwide disease. The International
Diabetes Federation has estimated that in 2007 there were 246 million adults with diabetes worldwide, an increase of over 20% since 2003.
Approximately 90% of diabetics worldwide suffer from type 2 diabetes, which is characterized by inadequate response to insulin and/or
inadequate secretion of insulin as blood glucose levels rise. Therapies for type 2 diabetes are directed toward correcting the body's inadequate
response with oral or injectable medications, or directly modifying insulin levels through injection of insulin or insulin analogs.

Oral medications for type 2 diabetes include insulin releasers such as glyburide, insulin sensitizers such as Actos and Avandia, inhibitors of
glucose production by the liver such as metformin, DPP-IV
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inhibitors like Januvia, as well as Precose and Glyset, which slow the uptake of glucose from the intestine. The market for diabetes medications
was nearly $12.0 billion in 2005, of which oral drugs exceeded $7.0 billion. However, a significant portion of type 2 diabetics fail oral
medication and require injected insulin therapy. Current oral medications for type 2 diabetes have a number of side effects, including
hypoglycemia, weight gain, edema, and perhaps an increase in cardiovascular mortality. Numerous pharmaceutical and biotechnology
companies are seeking to develop insulin sensitizers, novel insulin formulations and other therapeutics to improve the treatment of diabetes.

Mechanism and Preclinical Data. We have found the GDIR to be expressed in beta cells, the cells in the pancreas responsible for
producing insulin in response to increases in blood glucose. We believe the GDIR represents a novel mechanism for generating a new class of
drugs for diabetes that may offer advantages over current approaches. Our preclinical results indicate that stimulating the GDIR allows beta cells
to produce insulin more efficiently in response to changes in blood glucose levels. In addition, we have demonstrated in our preclinical studies
that the GDIR stimulates incretin hormone release and thus may enhance glucose homeostasis by this additional mechanism. We have also
found in these studies that stimulation of the GDIR leads to increased levels and activity of intracellular factors thought to be involved in the
preservation of beta cells. Our preclinical studies suggest that the GDIR is amenable to oral small molecule drug development, and we have
discovered potent, selective and oral small molecule agonists of the GDIR that improve glucose tolerance and lower blood glucose levels in
animal models of diabetes. The GDIR mechanism is glucose dependent, so that in our animal studies our compounds only lowered blood
glucose when it rose above normal levels, such as after a meal. Our preclinical results indicate these compounds do not lower normal fasting
baseline glucose levels in animal models and, therefore, do not cause hypoglycemia, unlike the glucose-insensitive sulphonylureas.

Development and Partnership Status. In December 2004, we entered into a collaboration and license agreement with Ortho-McNeil to
further develop GDIR agonists for the potential treatment of type 2 diabetes and other disorders. In January 2005, we received a non-refundable
$17.5 million upfront payment and two milestone payments of $2.5 million each and, in February 2006, we received a $5.0 million milestone
payment related to Ortho-McNeil's initiation of a Phase 1 clinical trial of APD668, a novel oral drug candidate discovered by Arena and
intended to stimulate the GDIR. In January 2008, we announced that initial clinical trial results for APD668 suggest that GDIR agonists may
improve glucose control in patients with type 2 diabetes.

The initial clinical trials by Ortho-McNeil evaluated healthy volunteers and patients with type 2 diabetes in randomized, double-blind,
placebo-controlled trials evaluating the safety, tolerability, pharmacokinetics and pharmacodynamics of single and multiple (14 day) escalating
doses of APD668. Based on the data from those studies suggesting that GDIR agonists may improve glucose control in patients with type 2
diabetes, Ortho-McNeil put APD668 on hold and advanced a potentially more potent Arena-discovered GDIR agonist into preclinical
development.

As of December 20, 2007, we no longer receive research funding, have significant involvement or perform services under this
collaboration. From the inception of this collaboration through December 31, 2007, we have received $27.5 million from Ortho-McNeil in
upfront and milestone payments and $7.2 million in research funding. We are eligible to receive a total of $295.0 million in milestone payments
for each compound, as well as royalty payments associated with Ortho-McNeil's commercialization of any products discovered under the
agreement. These milestones include development and approval milestone payments of up to $132.5 million for the first indication and
$62.5 million for the second indication for each compound, and up to $100.0 million in sales milestone payments for each product resulting from
the collaboration.
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Merck Collaboration

In our partnership with Merck, we are collaborating on three GPCRs to develop therapeutics for atherosclerosis and other disorders. We
believe one or more of these GPCRs plays a role in regulating plasma lipid profiles, including HDL cholesterol, the so-called "good cholesterol,"
and is responsible for the HDL-raising activity of niacin. There are very successful drugs available for lowering LDL cholesterol. However,
development of novel, effective therapies to increase HDL cholesterol remains a major focus of research. We believe that such therapies may
reduce the risk of atherosclerotic heart disease and compete in the large dyslipidemia market.

In January 2008, Merck initiated a Phase 1 clinical trial under our partnership of a second generation oral niacin receptor agonist. From the
inception of this collaboration through December 31, 2007, we have received $18.0 million from Merck in upfront and milestone payments, and
equity investments totaling $8.5 million. We may receive additional milestone payments of up to $28.0 million for Merck's clinical and
marketing achievements, as well as royalty payments associated with Merck's commercialization of any products discovered under the
agreement. In addition, we received research funding from Merck through December 31, 2007 totaling $27.5 million. As of October 21, 2007,
we no longer receive research funding, have significant involvement or perform services under this collaboration.

Other Research and Development Programs

Cardiovascular. Acute myocardial infarction, which is commonly known as a heart attack, is often followed in survivors by heart failure.
Myocardial infarction and heart failure are often a direct consequence of atherosclerosis, and both remain major causes of death. We have
identified certain GPCRs that we believe play a role in the processes related to atherosclerosis and reperfusion injury, and are seeking to identify
small molecules directed at these GPCR targets that we believe could provide cardioprotection following myocardial infarction.

CNS Diseases. Many GPCRs are predominately found in the brain or the CNS, and, therefore, we believe targeting GPCRs provides an
opportunity to selectively treat various CNS diseases. Many approved drugs for indications ranging from insomnia and narcolepsy to depression,
schizophrenia and Parkinson's disease target GPCRs. Our discovery efforts in CNS diseases are focused on indications, such as wakefulness
promoters, with large market opportunities where current therapies have significant limitations.

Inflammatory Diseases. We are developing small molecule therapeutics that target GPCRs involved in the inflammatory process. We
have identified GPCRs that are found in specific immune cell types. We believe these GPCRs modulate the inflammatory process, and we are
applying our screening technologies to these targets to identify small molecules that could activate or inhibit these GPCRs. Some of the GPCRs
we are targeting are expressed in immune cells and could be important in cell trafficking and the modulation of key cytokines, such as
TNF-alpha, that mediate inflammatory processes.

Other Diabetes Programs. For metabolic diseases, we are working on a series of GPCR targets in addition to the GDIR in order to
develop oral therapies to treat type 1 and type 2 diabetes. For example, we are conducting research with receptors that may act to regulate
glucose uptake, glucose absorption, insulin sensitivity, insulin secretion, lipid levels and production of glucose in the liver. In order to treat
general metabolic disease, we have prioritized GPCRs that have the potential to modulate blood glucose and lipid levels.

Other Obesity Programs. In addition to lorcaserin and other compounds that act on the 5-HT . serotonin receptor, we have discovery
programs focused on several different GPCRs implicated in obesity. Our drug discovery efforts are directed at identifying novel drug candidates
that target GPCRs
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in the CNS and peripheral tissues to reduce fat mass in humans. We have identified GPCRs expressed in the hypothalamus, an area of the brain
known to be critical for regulating satiety and metabolism, that we believe play a role in the regulation of food intake and weight.

Our Proprietary GPCR Technologies and Programs

Our drug candidates have resulted from our GPCR-focused drug discovery technologies and capabilities, including Constitutively Activated
Receptor Technology, or CART, and our Melanophore technology, and our overall approach to drug discovery and development. GPCRs are
categorized as "known" when their naturally occurring, or native, ligands have been identified. Scientists have used molecular cloning in
combination with the sequencing of the human genome to identify both additional receptor subtypes of known GPCRs as well as hundreds of
novel GPCRs. These novel GPCRs are categorized as "orphan" GPCRs because their native ligands have not been identified. We believe both
orphan and known GPCRs offer significant promise for the development of novel GPCR-based therapeutics.

Our constitutive activation technologies allow us to simultaneously identify drug leads that act as receptor activators, or agonists, which
increase the detected biological response, or act as receptor inhibitors, which decrease the detected response. We can also identify inverse
agonists, which inhibit ligand-independent, as well as ligand-dependent, receptor activity.

We believe that our constitutive activation technologies offer several key advantages for drug discovery, including:

eliminating the need to identify the native ligand for an orphan receptor;

enhancing the detection of, and allowing us to simultaneously identify, both receptor inhibitor and receptor activator drug
leads;

allowing for the identification of drug leads that inhibit both ligand-independent and ligand-dependent activity; and

providing the ability to discover novel and improved therapeutics directed at known receptors.

We use our constitutive activation technologies in combination with our patented Melanophore technology. Our Melanophore technology is
a broadly applicable high-throughput screen for GPCRs. When a GPCR is activated (either by a ligand or independent of a ligand through
constitutive activation), the GPCR couples to one or