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Corporate Profile » Allon Therapeutics Inc. is a Canadian biotechnology company developing
drugs that treat the causes of neurodegenerative conditions such as Alzheimer’s disease,
mild cognitive impairment and schizophrenia-related cognitive impairment. Allon has two
technology platforms derived from neuroprotective proteins that are formed naturally in the
brain. Compounds from these two platforms have demonstrated broad efficacy in numerous
pre-clinical models of neurodegenerative diseases. » Allon launched two Phase Il clinical trials

in 2006 and will begin a third Phase Il trial in mid-2007.

As part of the Company’s »» AL-208 is being evaluated » The third Phase Il trial will
program to develop AL-108 asa  as a treatment for the mild evaluate AL-108 as a treatment
disease-modifying treatment for  cognitive impairment (mcl) for schizophrenia-related cogni-
Alzheimer’s disease, a Phase I experienced by patients who tive impairment, a condition

trial is currently evaluating AL-108  undergo coronary artery bypass considered the most significant

in patients with amnestic mild graft surgery. The Company roadblock for schizophrenia
cognitive impairment, a precur- expects to release efficacy data patients’ return to productivity.
sor to Alzheimer’s. from this trial in late 2007.
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of the central nervous system

must rely on drugs that treat only

symptoms. » There is an urgent

need for drugs that can treat
the processes underlying neuro-

degeneration — and a

significant opportunity
for companies that can provide
such drugs. »» Our company is
dedicated to filling this need and

seizing this opportunity.

We have now progressed to

 three Phase Il human

efficacy trials. »» Our

achievements to date have been

validated by leading clinicians

have

and t

nd research organizations that

invested their reputations

heir money in our programs.




Released positive Phase | clinical trial
results for AL-208 for mild cognitive
impairment post coronary artery

bypass graft (MCI post-CABG) surgery

Began and completed AL-208
Phase Ib multi-dose clinical trial

Began and completed AL-108
Phase |b multi-dose clinical trial for
Alzheimer’s disease

Filed a Canadian application to
begin AL-208 Phase Il clinical trial
for MCI post-CABG

Began U.S. and Canadian AL-208
Phase Il clinical trial for MmCI post-CABG

»

Began U.S. Phase Il clinical trial
evaluating AL-108 for amnestic mild
cognitive impairment, a precursor to
Alzheimer’s disease

Defined Phase Il trial in a third indication

Completed $10 million equity
financing assuring the Company has
the resources to fund its business
plan through mid-2008

Completed preclinical studies
demonstrating that AL-108 has an
effect on both classic hallmarks of
Alzheimer’s disease
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Letter to Shareholders

Overview We are building shareholder value by consistently advancing the significant

opportunity in our two neuroprotection platforms.

Our drugs work through a mechanism that is common to numerous neurodegenerative
diseases and injuries. By exploiting this broad mechanism, we are developing drugs that have
the potential to protect millions of people from the scourge of neurodegenerative disease
— and we have designed this Annual Report to underscore the validation that our progress

is receiving from key industry leaders.

140d3d TVNNNY 9002

» File investigational
new drug application
(iND) for AL-108 in
schizophrenia-related

cognitive impairment

» Initiate Phase Il clinical » Complete and release » Prepare an IND for » Advance commercial
trial for AL-108 in efficacy data from Phase |l AL-309, a compound development activities
schizophrenia-related clinical trial in mild from the Company’s
cognitive impairment cognitive impairment second neuroprotection

post coronary artery platform

bypass graft (mcl

pOSt-CABG) surgery

In 2006, we gained momentum.

We initiated two Phase Il human efficacy trials to demonstrate in people what we have
proven repeatedly in animals — that our product candidates prevent and treat the causes of
neurodegenerative diseases.

We received validation from several leading clinicians and scientific organizations that
recognized and validated both the fundamental mechanism underlying our drugs that makes
them suitable for numerous disease states, and the clinical strategy we are pursuing.

We continued to demonstrate safety in people just as we have done repeatedly in animal
models. Because these drugs are derived from naturally occurring proteins, they appear to

have few side-effects.
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Letter to Shareholders Continued

In 2007, our progress is accelerating.

We will begin a third Phase Il clinical trial at mid-year and we expect to announce efficacy
results from our AL-208 Phase Il trial late in the year.

We have received significant additional validation with funding from the two leading American

research organizations in the fields of schizophrenia and Parkinson’s disease.

Strategy Millions of people around the world are afflicted with the neurodegenerative diseases

and conditions that our drugs have shown the potential to prevent and treat.

While more than $37 billion worth of drugs are sold annually to treat these diseases and
conditions, none of these drugs is actually effective against the causes of these diseases and

conditions. Rather, the $37 billion buys products that treat only the symptoms.

Allon’s compounds are unique because they act on a fundamental mechanism that is
common to many neurodegenerative diseases and insults. Consequently, our drugs have
been shown to prevent and treat the causes of nine different diseases and conditions in

preclinical animal models.

Our compounds are derived from two naturally occurring molecules, ADNP (Activity Dependant
Neuroprotective Protein) and ADNF (Activity Dependent Neurotrophic Factor) which are among
the most potent mechanisms that the brain has to protect itself from stress, disease and

traumatic injury.

Our strategy for human clinical trials is based on this multi-disease potential. First, we designed
and completed multiple Phase | human clinical trials to build a broad platform of safety data.
Now, based on our Phase | safety data, we have multiple Phase Il programs to evaluate human

efficacy in three specific diseases and conditions all from the same broad Phase | base.

Progress Setting challenging milestones and being accountable for achieving them is an
important part of Allon’s culture. In 2006, as in 2005 and 2004, we achieved all of the

milestones set out at the beginning of the year.



Our milestones for 2007 include what is a defining event for a development-stage company
— the announcement of efficacy results from clinical trials. In other words, does the drug
being evaluated work in humans as it did in animals? We expect to announce top line efficacy
results from one trial late this year and from the other two Phase |l trials in the first half of
2008. We believe that we have implemented a sound and strategically balanced clinical plan

for our compounds and we anticipate the results eagerly.
Our complete list of 2007 milestones is set out on Pages 2 and 3 of this Annual Report.

Validation Validation from scientists, clinicians and, investors is crucial for a company at
Allon’s stage. The validation our technology and products attracted in 2006 and already in

2007 is significant and gratifying.

Indication Preclinical Phase | Phase Il Phase Ill
ADNP AL-108 Alzheimer’s —
MCI  — &
Shizophrenia  — b
AL-208 MCI-CABG  —— mmmm  Completed
Ocular  — mmmm  On-going
Stroke/TBI  — mmmm Next steps
AL-408 Neuroprotection | —
ADNF AL-309 Neuroprotection -t
AL-209 Neuroprotection —

Clinical Development

Investors validated our progress with their participation in our $10- million equity financing in
November 2006. With this financing, we have the resources to execute our business plan
through mid-2008. In 2006, we continued to focus our spending on value creation — spending
almost $4 on core research and development activities for every $1 spent on administration.
We believe this disciplined financial management keeps us well ahead of companies in our

peer group.

Two of the leading research organizations in the world validated our progress in early 2007.
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Letter to Shareholders Continued

We announced in January that Treatment Units for Research of Neurocognition on Schizophrenia
(Turns), a project funded by the United States National Institute of Mental Health, had selected
AL-108 for clinical development from more than 50 drug candidates around the world. Turns will fund
and conduct a Phase Il trial beginning mid-year 2007 to evaluate the efficacy of AL-108 as a treatment
for schizophrenia-related cognitive impairment. According to TURNS, this condition is the primary limiting
factor affecting recovery for schizophrenia patients and is not impacted by the first and second

generation anti-psychotic drugs currently used to treat schizophrenia.

We also announced in January that the Company had received funding from The Michael J. Fox
Foundation for Parkinson’s Research (MJFF) to evaluate AL-108 in preclinical models as a potential
treatment for Parkinson’s disease. We have already begun the studies and, if the results are positive,
we would be in a position to begin a Phase Il clinical trial to evaluate the drug’s effectiveness in

Parkinson’s patients as early as 2008.

Numerous scientific conferences and peer-reviewed journals validated our progress in 2006 with
invitations to present and publish our scientific data. A complete list of our 2006 presentations and

publications is set out on Pages 18 and 19.

Acknowledgements The year 2007 will be a pivotal year for Allon as we begin to announce human
efficacy data from our clinical trials. It has been a long journey from when the first investors, the
Institute for the Study of Aging and Ephi Gildor, agreed to invest in a pure concept. We have reached
this defining moment on the strength of the courage and ingenuity of our founder, Professor lllana
Gozes, an extraordinary management team, and exemplary advisors at the Board table and among
our Scientific Advisory Board. Each contributor shares the vision of developing drugs that help patients
fight profoundly debilitating diseases. Each of us is inordinately grateful to our shareholders for their

support in this mission.

| look forward to reporting our continuing progress as it occurs in the weeks and months ahead.

Respectfully,
“Gordon C. McCauley”

Gordon C. McCauley
President & CEO
March 30, 2007
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Allon’s Neuroprotection Platforms

Allon’s compounds have a unique mechanism of action and
have been shown in preclinical animal studies to be effective
in treating the underlying causes of more than nine brain dis-
eases and conditions. Drugs on the market today treat only the
symptoms — not the causes - of these diseases and injuries.
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Neuroprotection

Keeping the brain’s cells, or neurons, alive is the

objective of neuroprotection. Natural aging, neuro-
degenerative conditions, and trauma in the brain all
lead to the death of neurons. The result is cognitive
decline, memory failure, loss of motor coordination

and, ultimately, death.

Neuroprotection is needed in chronic conditions such
as Alzheimer’s disease, as well as acute disorders
and injuries such as the mild cognitive impairment
(mci) associated with coronary artery bypass graft

surgery (CABG), stroke, and traumatic brain injury.

Neuroprotective drugs can be administered therapeuti-
cally after symptoms of disease or injury are observed,
or prophylactically prior to symptoms or surgical

procedures known to cause cognitive impairment.

Neuronal death is now understood to involve common

molecular mechanisms across many of these diseases
and injuries. This molecular mechanism is known as
programmed cell death, or apoptosis. Therefore, it is
likely that an agent that blocks fundamental steps in the
mechanisms of apoptotic neuronal cell death will have

multiple therapeutic applications.

Studies have shown that neuroprotection occurs as a
natural response of the central nervous system to injury
and involves altered gene expression and production of
neurotrophic factors. However, in cases when the brain
is suffering from external injury or disease, these natural
mechanisms are inadequate — and external therapeutic
intervention is required. Allon’s clinical programs are
based on using the human brain’s natural protection

mechanisms to provide this therapeutic intervention.



1

Neurons are cells that send
and receive electrochemical
signals to and from the

nervous system

2
Neurogenerative conditions 4

Allon’s neuroprotection
compounds function to repair
microtubules and restore their
ability to transport nutrients
and chemical signals.

cause a breakdown of the
microtubular network within

the neuron.

Mechanism of Action

Allon’s compounds have a unique mechanism of
action that is a common underlying feature of many

neurodegenerative diseases and injuries.

Allon’s compounds can be administered intranasally,
intravenously or orally. They cross the blood brain
barrier, a selective filter that prevents many substanc-
es from entering the brain, and reach the diseased
or injured area, showing activity and potency at low

concentrations.

A common characteristic found in patients with
neurodegenerative conditions is the death of neurons
occurring because their internal networks, necessary
for transport of nutrients and information impulses,

break down.

3

Allon’s compounds have
been shown to enter the brain
and protect the neurons
against various neurodegen-
erative conditions.

These networks inside neurons are comprised of pro-
teins in tubular structures called microtubules. A key
protein constituent of microtubules is the tau protein,
which is necessary for microtubules to remain stable
and functioning. If the tau protein becomes hyper-
phosphorylated (a structural change that occurs with
disease or injury in which phosphate groups are added
to the protein), it detaches itself from the microtubule
and can no longer stabilize the microtubule network.
The transport of chemicals inside neurons is thereby
compromised and a “death signal” is initiated inside
the neuron which begins a process that results in the

degeneration or death of the neuron.

Preclinical animal studies have shown that Allon’s
compounds bind to microtubules protecting the net-
work from a “death signal” or repairing the network if

the neuronal death process has already begun.

140d3d TVNNNY 9002
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Allon’s Neuroprotection Platforms Continued

TeC h no | Ogy P | ath rms Allon’s two technology platforms originated from
Compounds generated by Allon’s two technology studies on vasoactive intestinal peptide (vIP). vVIP
platforms provide novel therapeutic intervention strat- is an important central nervous system peptide
egies to prevent neuronal cell death — and thereby that early studies showed to be a broadly acting
treat or protect against degenerative disease and neuroprotectant. In fact, it was not vip itself
injury to the central nervous system. providing this protection. Rather, viP was shown

to exert its neuroprotective effects by causing
glial cells and astocytes (brain support cells) to
secrete neuroprotective proteins. Allon identified
and patented two classes of these proteins
— activity-dependent neuroprotective protein
(ADNP) and activity-dependent neurotrophic

factor (ADNF).

ADNP and ADNF are broad technology platforms
from which Allon has derived its current clini-
cal programs as well as numerous prospective

neuroprotective compounds.

ADNP Platform Clinical Stage AL-108
Compounds AL-108 is eight amino acid
neuroprotective peptide formulated
for intranasal administration.

PreClinical Stage AL-408
Compounds AL-408 is a D-amino acid
derivative of AL-108.

ADNF Platform PreClinical Stage AL-209
Compounds AL-209 is a nine amino
acid peptide.



Allon’s Clinical Development Programs 11

Drugs to treat the symptoms of neurodegenerative conditions
represent a $37 billion — and rapidly growing — market. Unlike
currently available therapies, Allon is focused on treating the
causes, not the symptoms, of these diseases.

AL-208

AL-208 is eight amino acid neuro-
protective peptide formulated for
intravenous administration.

AL-309

AL-309 is a D-amino acid derivative

of AL-209. (The Company is preparing
to file an investigational new drug (IND)
application with regulatory authorities
for approval to begin clinical trials.)

Given the breadth of the opportunity represented
by Allon’s compounds acting at such a fundamental
level, the Company saw three critical strategic issues
when it defined its clinical development program:
Establish human clinical efficacy as quickly
as possible;
Maintain the breadth of opportunity —i.e. do not
limit opportunities by narrow clinical choices; and
Build a strong regulatory foundation with the

United States Food and Drug Administration (FDA).

Allon’s status today is reflective of management’s
disciplined execution of its strategy:

Three sets of efficacy data will be collected and
announced over the next year;

These data will be in three different and large
central nervous system indications; and

Four separate Phase | trials evaluating a total of
147 human subjects demonstrated the safety of the

drug candidates.

In 2006, the Company began two Phase Il human
clinical trials — and will begin a third Phase Il trial at

mid-year 2007.
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AL-108
Alzheimer’s
Pathology
Reduction

Allon’s Clinical Development Programs Continued

Alzheimer’s/mMmcCl

As many as five million people have Alzheimer’s
disease and annual sales of drugs to treat

Alzheimer’s symptoms are approximately $4 billion.

Alzheimer’s pathology

Treatment-

dependant ——
change in

Alzheimer’s —
pathology

Normal Disease

Allon has confirmed in several animal studies that
its compounds reduce the levels of phosphorylat-
ed tau, a critical regulator of microtubule function,

and, ultimately, neuron health and function.

This study was conducted with triple-transgenic
mice, a specific strain bred to reproduce the
key hallmarks of Alzheimer’s disease and
provide the most relevant model of the disease
available today. These mice express high levels
of phosphorylated tau, show marked significant
beta-amyloid deposits and exhibit reduced

cognitive performance.

mmm  Placebo
= AL-108

After treatment with AL-108, the level of phosphor-
ylated tau in these mice was reduced by about 75%
compared to placebo control levels, as illustrated
in this graphic. Other data not presented here
determined that AL-108 contributes to significant

increases in cognitive performance.

AL-108 provides

robust and reproducible
reductions in one of

the key hallmarks of
Alzheimer’s disease

Phosphorylation of tau precedes the formation
of neurofibrillary tangles, one of the key hallmarks
of Alzheimer’s disease. AL-108 has also been
shown to reduce beta-amyloid deposits, the
other key hallmark of Alzheimer’s disease.
These data provide strong proof-of-concept
for Allon’s compound in this and many other
models of Alzheimer’s disease and give a clear
link to other diseases where loss of microtubule
function results in neurodegeneration, such
as MCI post-CABG and schizophrenia-related

cognitive impairment.



AL-108 Phase Il clinical trial

Allon has taken advantage of the recent developments
in the understanding of mild cognitive impairment

(mc1) and has initiated a Phase Il human efficacy trial
in amnestic mMcl. To date, no treatments are available

for people with mcl.

The trial is a multi-center, double-blind, randomized,
placebo-controlled, multiple-dose study to evaluate
the safety, tolerability and effect on cognitive function
of AL-108 after 12 weeks of intranasal administration
in patients with amnestic mcl aged 55 to 85 years.
Approximately 15 clinical sites in the United States are

participating.

The concept of MCI as an intermediate state
between normal cognition and dementia has
been long recognized. While a gradual decline in
cognition is a characteristic of normal aging, there
is increasing evidence that some forms of cognitive
impairment are recognizable as an early reflection
of dementia. Approximately 15% of the elderly
population suffers from mci — and 85% of these
people will develop Alzheimer’s disease, according

to the Alzheimer’s Society.

Nonetheless, while many tried to use this population
as a surrogate for AD, they failed because there is a
wide variation in the severity and pathology of mci.
Recently, however, it has become clear that there
are distinct segments of the mcI population and one
of them, the “amnestic mcI” group, is indeed the
precursor state of AD. These patients display some
of the hallmarks of AD and progress to AD at a
defined rate. Moreover, these patients have greater
cognitive functioning capacity than AD patients
and thus much more can be measured in a clinical
setting. Therefore, they present an excellent oppor-
tunity to test new drugs at an early stage of disease

progression.

Another important development has been the ability
to use existing, standardized, validated and objective
tests to proactively segment this amnestic MCI popu-

lation thereby making a human efficacy trial practical.

There are strong genetic and functional data to
suggest that defects in the microtubular network
are associated with the pathology of these diseases
and conditions. Neurofibrillary tangles, a hallmark
of Alzheimer’s, are a result of hyperphosphorylation
of the tau protein. The microtubule network in the
neurons of Alzheimer’s patients is compromised and

results in the degeneration of the neuron.

Allon’s compounds have been shown to reduce
tau hyperphosphorylation and repair microtubules.
As well, the restoration of the microtubule network
explains the results Allon observed in animal models,
where treatment improves cognitive performance of

the animals compared to the untreated group.

Although the neurobiological mechanisms underlying
Mcl and AD are not completely understood, recent
studies found that neurofibrillary tangles are evident
in the brains of amnestic McI and AD patients.
AL-108 facilitates neuroprotection and improves
cognitive performance by acting on this key hallmark
of amnestic Mcl and AD progression as supported
by numerous in vitro and in vivo preclinical studies.
This commonality provides robust preclinical ratio-
nale that AL-108 administration should intervene in
the neuropathology associated with McI. Based on
the preclinical data and the mechanism of action,
12 weeks of AL-108 treatment has the potential to

result in an improvement of cognitive function.

The trial of AL-108 in mclI will provide key informa-
tion for progression into a larger but more focused

Phase Il trial in AD.

13
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Allon’s Clinical Development Programs Continued

MCI-pPOSt CABG

Approximately 500,000 patients in the United States
and 800,000 patients worldwide undergo CABG every
year, according to Datamonitor. Studies estimate
that cognitive impairment occurs in a significant
majority of cases immediately after surgery, that
more than 50% of patients show impairment when
discharged from the hospital, and that 24% continue

to show impairment after six months.

AL-208 Stroke
Motor Damage
Protection

Level of
Damage

Currently there is no therapy available
that ameliorates or treats the MclI associated
with CABG. The annual market for a treat-

ment of MCI-post CABG is estimated to be

$500-million.
Days After Stroke

5

4

3

2 |
. n I
A I

Control

Associated with stroke

It should also be noted that many believe that the
cognitive impairment associated with MCI-CABG
has similar causes to the cognitive and functional
impairments associated with stroke. Therefore,
the Company believes that, in addition to being
an attractive first indication for Allon, MCI-CABG also
represents a signal of efficacy in stroke. Needless
to say, stroke represents a much larger market and

more significant opportunity than MCI-CABG alone.

< Total paralysis

mmm  Control
mm AL-108



Level of
Damage

Stroke is the second leading cause of mortality in the
world after cardiovascular disease, the third leading
cause of death in the United States, and the leading
cause of long-term disability. The annual cost of
stroke-related care in the United States approached
$60 billion in 2006. Currently, the only approved
product for the treatment of acute ischemic stroke
is tissue plasminogen activator, which is used to

treat fewer than 5% of the stroke patients.

Days After Stroke

S B N W b~ O

This study shows that Allon’s compounds
restored/protected motor function in rats that
suffered ischemic stroke (permanent middle

cerebral artery occlusion).

The graph above left shows that rats treated with
one dose of Allon’s compound between one and
six hours following stroke exhibited significantly

less motor impairment than animals not treated.

Similarly, the graph above right shows that one
dose of Allon’s compound reduced the motor

impairment due to stroke by about 70% compared
to untreated animals — and that benefits continued

for a period of at least 30 days.

AL-208 Phase Il clinical trial

In mid-2006, the Company initiated a Phase Il human
efficacy trial in MCI post-CABG. At the end of 2006,
the Company successfully completed dosing for the
safety stage and began the randomized placebo-
controlled stage of the trial. Patients are being
treated with AL-208 or placebo during their CABG
surgery. Following surgery, patients are assessed
using standard cognitive tests to determine whether

treatment with AL-208 protected cognitive function.

< Total paralysis

Protects
against stroke
damage hours
after onset
and maintains
protection for
weeks.

mmm  Control

mm AL-108

The trial is being conducted in approximately
25 hospitals in the United States and Canada.
The Company expects to complete the trial and

report efficacy results in the second half of 2007.

15

140d3d TVNNNY 9002



16

ONI SOILN3IdVY3IHL NO11VY

Allon’s Clinical Development Programs Continued

Schizophrenia-related
cognitive impairment

In the United States, approximately 1% of the adult
population, or 2.1 million people, have schizophrenia
— and approximately 61.6%, of schizophrenics, or
1.3 million, suffer from cognitive impairment. Across
the seven major pharmaceutical markets, more than
three million schizophrenics suffer from cognitive

impairment.

More than $16 billion is spent each year worldwide
on anti-psychotic drugs to treat schizophrenia and

other psychoses.

However, first and second generation anti-psychotic
drugs have shown little impact on cognition impair-
ment suffered by schizophrenia patients, according
to Treatment Units for Research on Neurocognition in
Schizophrenia (TURNS), a project funded by the United

States National Institute of Mental Health, (NIMH).

Cognitive dysfunction is the primary limiting factor
affecting recovery for schizophrenia patients. TURNS
is working to identify drugs that improve cognition
and that can be combined with anti-psychotic drugs
that control the psychotic episodes that characterize

schizophrenia.

AL-108 Phase Il clinical trial

The Company announced in January 2007 that TURNS
had selected AL-108 for clinical development from more
than 50 drug candidates worldwide. TURNS will fund
and conduct a Phase Il trial beginning mid-year 2007
to evaluate the efficacy of AL-108 as a treatment for
schizophrenia-related cognitive impairment. The clinical
trials sites include some of the most prestigious medical
centres in the U.S. including: Harvard Medical School,
The University of California at Los Angeles, Maryland
Psychiatric Research Center, Washington University
Medical Center, Nathan Kline Institute, Columbia Uni-
versity Medical Center and Duke University. TURNS and

the Company expect results to be available in 2008.

Other target indications

Given their fundamental mechanism, Allon has estab-
lished in preclinical animal models that its compounds
are effective treatments against the causes of the
numerous neurodegenerative diseases and conditions
including the following. These indications are prospec-

tive targets for Allon clinical trials.
Traumatic Brain Injury

There are approximately 5.5 million people in the U.S.
with traumatic brain injury (T81) and there is an incidence
of over 1.5 million cases per year. Direct medical costs
and indirect costs such as lost productivity related to

7BI totalled an estimated $60 billion in the United States.

In traumatic brain injury, physical insult of the brain
results in damage and lack of blood supply (oxygen)
to the surviving area of the brain. Treatment provides
stabilization of the microtubule network and allows
essential transport of nutrients and neurotransmitters

to the surviving area of the brain.



Diseases of the Eye

Glaucoma is the second most common cause
of blindness in the United States and third most
common cause of blindness in Europe. There is

currently no cure for glaucoma.

Glaucoma is the result of increased intra-ocular
pressure leading to increased risk of damage to
neurons of the optic nerve, resulting in blind spots
in peripheral areas of vision. Current treatments
decrease ocular pressure and bring symptomatic
relief but do not offer protection to neurons.
However, treatment with Allon’s compounds protects
and stabilizes the microtubule architecture within
neurons in the optic nerve, preventing the initiation

of cell death and preserving neuron function.

Retinopathy is the result of nerve damage or neuron
death in the retina. Diabetic retinopathy affects more
than 5.3 million Americans age 18 and older, or just
over 2.5% of this population (U.S. National Eye Insti-
tute). Diabetic retinopathy can affect almost anyone
with diabetes. The U.S. Centers for Disease Control
and Prevention estimate that 10.3 million Americans
have diagnosed diabetes, while an additional 5.4
million have diabetes that has not been diagnosed. By
stabilizing and protecting the microtubular network,
Allon’s compounds can stop the progression of neu-

ron death and preserve neuron function.

Neuropathies

More than eight million Americans experience some
type of neuropathy, with a large percentage attributed
to diabetes. The market for the top three neuropathic

medications was approximately $2 billion in 2006.

Neuropathy is a result of nerve damage or death
of neurons in the surrounding tissue. The cause of
neuropathy can be either a physical insult or a
side-effect of drug treatment, both of which lead to
initiation of the neuron death process. By stabilizing
and protecting the microtubular network, Allon’s
compounds can stop the progression of neuron

death and preserve neuron function.

Amyotrophic lateral sclerosis (ALS)

ALS destroys motor neurons that control the body’s
muscles. As many as 3,000 Canadians and 20,000
Americans have ALS. An estimated 600 people in
Canada and 5,000 people in the United States are
diagnosed with the disease each year. Most people
with ALS die from respiratory failure, usually within
three to five years from the onset of symptoms.
However, about 10 % of ALS patients survive for

10 or more years.

Studies have shown that microtubule breakdown
is part of this neuron degeneration process — and
Allon’s compounds have been shown to restore

microtubule structure.

17
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Management’s Discussion and Analysis

The following information The financial statements
should be read in conjunc-
tion with the 2006 audited

consolidated financial state-

listed have been prepared in
accordance with Canadian

generally accepted account-
ments and related notes for ing principles. All dollar
the Company for the year

ended December 31, 2006.

amounts are expressed in
Canadian dollars unless
otherwise specified.

OVERVIEW

Allon Therapeutics Inc. is a clinical-stage Canadian bio-
technology company developing drugs that protect against
neurodegenerative conditions which impact the body’s cen-
tral nervous system. Allon has three Phase Il clinical pro-
grams in Alzheimer’s disease (AD), mild cognitive impairment
associated with coronary artery bypass graft (MCI-CABG) sur-
gery and schizophrenia related cognitive impairment. Allon
is listed on the Toronto Stock Exchange under the trading
symbol “NPC” (Neuro Protection Company™) and based in
Vancouver. Allon’s compounds come from two technology
platforms derived from neuroprotective proteins that are
formed naturally in the brain and which have demonstrated
broad efficacy in numerous pre-clinical models of neurode-
generative diseases.

In 2006, the Company achieved a number of significant
milestones towards its goal of developing drug compounds
to halt or prevent the progression of serious neurodegenera-
tive diseases. The most important advancements in the
clinical development of Allon’s compounds were the com-
mencement of two Phase Il clinical trials. The Company com-
menced a Phase |l trial to evaluate AL-208 as a treatment
for the mild cognitive impairment associated with coronary
artery bypass graft (MCI-CABG) surgery. At the end of 20086,
the Company received approval to commence a Phase |l
trial to evaluate AL-108 as a treatment for amnestic mild
cognitive impairment (Mci), a precursor to Alzheimer’s dis-
ease. Subsequent to year end the Company announced that
an additional Phase Il study evaluating AL-108 as a treatment
for schizophrenia related cognitive impairment is expected to
start in the middle of 2007.

Additional information relating March 30, 2007

to Allon Therapeutics Inc.
(“Allon” or the “Company”)
can be obtained from SEDAR
at www.sedar.com.

Corporately, Allon successfully raised $10.0 mil-
lion in equity capital providing the Company with
the resources necessary to fund its drug develop-
ment programs to the middle of 2008.

The Company’s long term business strategy is
focused on the field of neuroprotection aimed at the
treatment of diseases or injury to the central nervous
system. The company is advancing two technology
platforms with two compounds, AL-108 and AL-
208, in clinical trials and additional compounds un-
dergoing pre-clinical study. The current and potential
new indications the Company is pursuing represent
large markets of unmet medical need. The Com-
pany may seek future partnering opportunities for its
product candidates, provided it can negotiate reason-
able terms that will ensure the advancement of its
technology and provide appropriate return to share-
holders.

In 2007, the Company expects to complete dos-
ing for the Phase Il trial evaluating AL-208 as a
treatment for MCI-CABG and to release data shortly
thereafter. Allon also expects to significantly advance
the AL-108 Alzheimer’s program through the pro-
gression of a Phase Il trial in amnestic mci. A third
Phase Il trial evaluating AL-108 as a treatment for
schizophrenia related cognitive impairment is also
expected to start in the middle of 2007 and is to be
conducted by the United States National Institute of
Mental Health (NiMH) funded project, Treatment
Units for Research of Neurocognition in Schizophre-
nia (TURNS).



KEY 2006 ACHIEVEMENTS

Released positive Phase | clinical trial results for AL-208
for mild cognitive impairment post coronary artery bypass graft
(McI post-CABG) surgery

Began and completed AL-208 Phase Ib multi-dose
clinical trial

Began and completed AL-108 Phase Ib multi-dose clinical
trial for Alzheimer’s disease

Filed a Canadian application to begin AL-208 Phase Il
clinical trial for MCI post-CABG

Began U.S. and Canadian AL-208 Phase I clinical trial for
MCI post-CABG

Began U.S. Phase |l clinical trial evaluating AL-108 for
amnestic mild cognitive impairment, a precursor to Alzheimer’s
disease

Defined Phase |l trial in a third indication

Completed $10 million equity financing assuring the
Company has the resources to fund its business plan through
mid-2008

Completed preclinical studies demonstrating that AL-108
has an effect on both classic hallmarks of Alzheimer’s
disease.

OVERVIEW OF ALLON’S PROGRAMS

BACKGROUND

Allon is focussed on the development of unique drugs to
protect neurons, the nerve cells that are the basis of brain
function, against neurodegeneration.This approach, known
as neuroprotection, involves the use of an agent that prevents
neuronal death by blocking the pathophysiological steps result-
ing from an insult or injury to the central nervous system.

The Company’s two platforms of drug compounds are dif-
ferentiated from those of other companies by their mechanism
of action that functions to treat the process underlying neu-
rodegenerative diseases and injury versus currently available
drug therapies that treat only the symptoms.

Allon’s two drug platforms are being developed to treat dis-
eases and injury to the central nervous system like Alzheimer’s,
mild cognitive impairment, stroke, traumatic brain injury, ocular
diseases, and neuropathies, which are the result of peripheral
nerve damage that leads to a loss of nerve function.

Clinical stage compounds:

AL-108

AL-108 is an intranasally formulated, eight amino acid neu-
roprotective peptide from the ANDP platform. AL-108 is
currently in Phase Il clinical development for Alzheimer’s
disease and the Company expects to initiate a Phase Il trial
for schizophrenia related cognitive impairment in the middle
of 2007.

Alzheimer’s disease

In the fourth quarter of 2006, Allon initiated a Phase |l trial
of AL-108 in patients with amnestic mcI, a precursor to
Alzheimer’s disease. The Company commenced enroliment
during the first quarter of 2007 and expects to significantly
advance this Phase Il trial during 2007 in order to have results
in the first half of 2008.

The Company also initiated and completed a Phase Ib clinical
trial in which AL-108 was administered intranasally. Subsequent
to year end, Allon released results confirming that AL-108 was
safe and well tolerated in healthy, elderly adults after seven
days of dosing. Results also validated the pharmacokinetic
profile of AL-108 to support long-term use as well as confirm
the doses selected for the Phase Il clinical trials.

Allon expects that the results of the ongoing Phase |l trial
will support further clinical development in Alzheimer’s and
Mmcl. The Phase Il trial is a multi-center, double-blind, random-
ized, placebo-controlled, multiple-dose study to evaluate the
safety, tolerability and effect on cognitive function of AL-108
after 12 weeks of intranasal administration in patients with
amnestic Mcl aged 55 to 85 years. Approximately 15 clinical
sites in the United States will participate.
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Management'’s Discussion and Analysis Continued

Although more than $4 billion was spent in 2005 on
approved drugs for Alzheimer’s disease, these drugs treated
only symptoms — not the causes of the disease. According
to the Alzheimer’s Society, the leading international research
and funding organization dedicated to helping people affected
by Alzheimer’s disease, approximately 15 per cent of the
elderly population has mcl— and 85 per cent of these people
will develop Alzheimer’s disease. The Alzheimer’s Society has
stated that to date, no drugs have been shown to prevent or
delay Alzheimer’s in people with McI.

Schizophrenia related cognitive impairment

The Company will initiate a Phase Il clinical trial to evaluate
AL-108 as a treatment for schizophrenia related cognitive
impairment. The trial is expected to begin by the middle of
2007 and will be conducted by TURNS, a project funded by
the US NiMH. The clinical trial will involve daily administration
of AL-108 to 60 schizophrenia patients over a period of 12
weeks. The randomized, placebo controlled clinical trial will
assess cognition in patients taking AL-108 compared to those
in the control group. The clinical trial sites include some of the
most prestigious medical centres in the U.S. including: Harvard
Medical School, The University of California at Los Angeles,
Maryland Psychiatric Research Center, Washington University
Medical Center, Nathan Kline Institute, Columbia University
Medical Center and Duke University.

In North America it is estimated that over 2 million people
suffer from schizophrenia, with approximately 60% suffering
from cognitive impairment related to their condition according
to Datamonitor. TURNS was created by the U.S. National
Institute of Mental Health, one of the U.S. National Institutes
of Health, to identify drugs that improve cognition and that
can be combined as co-treatments with anti-psychotic drugs
that control the psychotic episodes that characterize schizo-
phrenia. Worldwide sales of drugs to treat schizophrenia and
other psychoses totaled approximately $16.3 hillion in 2005.
To date, first and second generation anti-psychotic drugs have
shown little impact on cognition impairment suffered by schizo-
phrenia patients.

AL-208

AL-208 is an intravenously delivered, eight amino acid
peptide also from the ADNP platform and currently in clinical
trials for MCI-CABG.

In 2006, the Company commenced a Phase Il clinical trial
for AL-208 in MCI-CABG. The initial portion of the study in
which all patients received AL-208 was open-label to confirm
safety and is now being followed by a randomized placebo-
controlled portion. In total, approximately 200 patients will be
treated with AL-208 (or placebo) during surgery. The patients
will be assessed using standard cognitive tests, administered
several weeks after surgery, to determine the impact on cogni-
tive function of patients treated with AL-208 versus patients
in the control group. The trial will be conducted in approxi-
mately 20 hospitals in the US and Canada. Allon expects the
results of this trial will support further clinical development in
MCI-CABG and potentially other acute neurodegenerative dis-
eases such as stroke and traumatic brain injury.

Cognitive impairment occurs in the significant majority of
patients undergoing coronary artery bypass graft surgery in
the first few weeks post-surgery. CABG surgery is performed
in about 500,000 patients per year in the US and 800,000
patients per year worldwide. There are currently no products
approved for neuroprotection for CABG surgery, despite the
significant, persistent post-operative cognitive impairment.
Based on the need of this market, a compound approved for
this indication could expect to capture a market opportunity
of more than $500 million.

Allon also completed a Phase Ib human clinical trial to evalu-
ate the safety, tolerability, and pharmacokinetics of AL-208
in healthy adult and healthy elderly subjects. AL-208 was
administered intravenously to 64 persons in eight dose groups
in a double-blind, placebo-controlled, randomized, ascending
study. Results of the study, showed that AL-208 was well
tolerated by all study participants.



Preclinical stage compounds:

AL-309

AL-309 is a D-amino acid derivative of AL-209 that has
shown oral bioavailability, a property that may provide alternative
opportunities for chronic daily dosing. It has demonstrated effi-
cacy in animal models related to Alzheimer’s disease and fetal
alcohol syndrome. AL-309 is in preclinical development, with
IND-enabling studies scheduled to be completed in 2007.

AL-209

AL-209 is a nine amino acid peptide that has demonstrated
potent neuroprotective effects in a number of neurodegenera-
tive disease models such as Alzheimer’s disease, fetal alcohol
syndrome and amylotrophic lateral sclerosis (ALS). The product
is currently in preclinical development.

AL-408

AL-408 is a D-amino acid derivative of AL-108. It has
demonstrated neuroprotective effects in neurodegenerative
animal models of Alzheimer’s disease and fetal alcohol syn-
drome. Furthermore, the compound has also shown to be
orally available, which makes it a suitable drug candidate for
chronic neurodegenerative disease indications.

RESULTS OF OPERATIONS

Allon reported a net loss of $9,184,051 ($0.26 per share)
for the year ended December 31, 2006 compared to
$5,549,367 ($0.19 per share) for the year ended December
31, 2005. The $3,634,684 increased loss includes a
$1,301,057 non cash decrease in the amount of future
income tax recovery to $149,537 in 2006 from $1,450,594
in 2005. The tax liability, which resulted from the 2004 pur-
chase of medical technology, was fully offset in the first quarter
of 2006. After eliminating the non cash effect of the tax liabil-
ity, the 2006 pre-tax loss was $9,333,588 compared to a
2005 pre-tax loss of $6,999,961 resulting in an increase of
$2,333,627 that primarily reflects direct costs associated with
the progression of Company’s clinical development program
into multiple Phase Il clinical trials during 2006. The increase
also reflects increased personnel requirements to support both
research and development and corporate advancements.

EXPENSES

RESEARCH AND DEVELOPMENT

For the fiscal year ended December 31, 2006, research
and development expenses were $6,721,548 compared to
$4,975,629 for the same period in 2005. The $1,745,919
increase over prior year relates to the Company’s advancement
of its clinical and drug development programs into multiple
Phase Il trials and expansion of its compounds into new
indications.

AL-108

During the fourth quarter of 2006, Allon received approval
to begin enrolling patients in a Phase Il clinical trial of AL-108
indicated for mcl, an Alzheimer’s related condition. The trial is
being conducted at approximately 15 clinical sites in the
United States and enroliment began in Q1 2007.

Allon also completed a Phase Ib multi-dose clinical trial
designed to determine the safety, tolerability and pharmaco-
kinetics of the drug in healthy, elderly persons most at risk for
Alzheimer’s disease. During the course of this trial, the drug
was administered daily to support Phase Il trials in chronic
indications requiring prolonged administration of AL-108.
Following year-end, Allon released data confirming that
AL-108 was safe and well tolerated in this population.

Pre-clinical studies in animal models increased the under-
standing of how AL-108 moves through the body and provided
additional valuable data regarding the potential efficacy of the
drug in AD.

During 2005, Allon received approval from the FDA to
proceed with clinical testing for AD and subsequently com-
pleted a Phase 1a human clinical trial which determined that
a single dose of AL-108 was safe and well tolerated in healthy
adults with no significant side-effects observed.

During 2005, Allon continued to conduct further pre-clinical
work to add to the extensive body of research underlying its
human clinical development program and to obtain data for
the next stage of drug development. Animal studies confirmed
that both AL-108 and AL-208 penetrate the blood brain
barrier and rapidly reach their target therapeutic areas in the
central nervous system.
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AL-208

During 2006, Allon initiated a Phase Il clinical trial to evaluate
the effectiveness of AL-208 as a treatment for patients suf-
fering from mild cognitive impairment associated with coronary
artery bypass graft (MCI-CABG) surgery. The two-part clinical
trial was designed with an open label portion to confirm safety
at various dose ranges, followed by a randomized, placebo
controlled portion. Dosing for the safety portion was completed
during 2006. Early in 2007, the Company proceeded into the
randomized portion of the trial at the highest dose.

During 2006 the Company also completed a Phase Ib clini-
cal trial for AL-208 which was designed to provide safety
coverage for indications where multiple doses of AL-208 are
required. Results confirmed that AL-208 was safe and well
tolerated by all study participants.

During 2005 Allon filed an IND and received approval to
conduct human clinical trials for AL-208 and subsequently
completed a Phase | clinical trial. The clinical trial involved
intravenous dosing of AL-208 to eight groups of healthy adults
and healthy elderly adults. Allon also conducted preclinical
work for AL-208 to support its development as a treatment
for MCI-CABG.

Pre-Clinical Pipeline

During 2006, Allon advanced pre-clinical studies of AL-309,
an orally available derivative of ADNF that has demonstrated
neuroprotective properties. Pre-clinical studies were con-
ducted to evaluate the pharmacokinetics of AL-309.

GENERAL AND ADMINISTRATIVE

For the fiscal year ended December 31, 2006, general and
administrative expenses were $2,028,912 compared to
$1,472,055 for the same period in 2005. The $556,857
increase reflects the additional resources required to support
business development initiatives.

During 2006 increased expenses related to additional staff
and expenses for corporate development and investor relations
activities. The 2006 increases were partly offset by 2005
expenses incurred in conjunction with Allon’s graduation from
a Venture issuer to a listed member of the TSX.

AMORTIZATION

Amortization expenses for the year ended December 31,
2006 increased to $563,290 compared to $534,142 for the
same period in 2005. The $29,148 increase primarily relates
to a one-time adjustment of $23,092 to amortization. The
adjustment occurred due to a change in method used to account
for depreciation of property, plant and equipment from declining
balance to straight line. The change in method resulted from a
change in the accounting estimate of the salvage value of
depreciable tangible assets and was accounted for prospec-
tively. The Company does not expect the change in estimate
to have a material impact in future periods.

OTHER (INCOME)/EXPENSES

For the year ended December 31, 2006, the Company
incurred other expenses of $19,838 compared to $18,135
in 2005. The increased expense of $1,703 is primarily due
to increased stock based compensation and loss on invest-
ments partly offset by increased interest income and decreased
foreign exchange loss.

During 2006, interest income increased by $45,055 to
$267,908 compared to $222,853 in 2005, reflecting higher
cash reserves and improved rates of return on investments.
Foreign exchange losses decreased by $9,529 to $89,147
in 2006 from $98,676 in 2005. Losses in both years primarily
relate to the translation of financial statements from US dollars
to Canadian dollars.

During 2006, stock based compensation increased by
$51,517 to $197,662 from $146,145 in 2005 due to the
vesting of options granted in prior years and the granting of
options to new and existing employees and contractors. The
Company also posted a loss of $826 on investments in 2006
compared to a net gain of $10,398 on investments and mar-
ketable securities in 2005. The 2005 gain resulted from
repayment of a promissory note, without interest, during the
fourth quarter of 2005, offset by write-downs of marketable
securities. The company no longer holds marketable securities
and current investments consist of short term, low risk, liquid
investments such as guaranteed investment certificates,
bankers acceptances, discount notes and commercial paper
that may be subject to nominal gains or losses if redeemed
prior to maturity.
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Much of the expertise and technology Allon has developed
may not be patentable. To protect the Company’s rights, Allon
requires employees, consultants, advisors and collaborators
to enter into confidentiality agreements. There can be no
assurance, however, that these agreements will provide mean-
ingful protection for Allon’s trade secrets, expertise or other
proprietary information in the event of any unauthorized use
or disclosure.

REGULATORY ENVIRONMENT

The manufacture and sale of human therapeutic and diag-
nostic products in the U.S. and Canada are governed by a
variety of statutes and regulations in both countries. These
laws require approval of manufacturing facilities, controlled
research and testing of products and government review and
approval of a submission containing manufacturing, preclinical
and clinical data in order to obtain marketing approval.
Marketing approval is based on the Company’s ability to estab-
lish the safety and efficacy of the product for each use sought,
including adherence to current Good Manufacturing Practices
(cGMP) during production and storage, and control of market-
ing activities, including advertising and labeling. The products
Allon is currently developing will require significant preclinical
and clinical testing and investment of substantial funds prior
to their commercialization. The process of obtaining required
approvals can be costly and time-consuming, and there can
be no assurance that future products will be successfully
developed, prove to be safe and effective in clinical trials, or
receive applicable regulatory approvals. Markets other than
the United States and Canada have similar restrictions.
Potential investors and shareholders should be aware
of the risks, problems, delays, expenses and difficulties that
Allon may encounter in view of the extensive regulatory
environment.

CRITICAL ACCOUNTING POLICIES AND ESTIMATES

The Company’s critical accounting policies and estimates
are disclosed below and in the annual consolidated financial
statements contained in the 2006 Annual Report. In the first
quarter of 2006, the Company. changed the method used to
account for depreciation of property, plant and equipment from
declining balance to straight line. The change in method
resulted from a change in the accounting estimate of the sal-
vageable value of depreciable tangible assets.

STOCK-BASED COMPENSATION

The Black-Scholes option pricing model is used in the cal-
culation of the fair value of options granted during the year as
required under the Canadian Institute of Chartered Accountants
(cica) Handbook Section 3870, Stock-based Compensation
and Other Stock-based Payments. However, this model was
developed for use in estimating the value of traded options
that have no vesting restrictions and are fully transferable,
which are characteristics that are significantly different from
the Company’s employee stock options. In addition, this
option—pricing model requires the input of highly subjective
assumptions including the expected stock price volatility. The
Company uses projected data for expected volatility and
expected life of the stock options based upon historical and
other economic data trended into future years. However,
changes in these subjective input assumptions can materially
affect these estimates and, consequently, the measure of the
fair value of the Company employee stock options.

VALUATION AND AMORTIZATION OF TECHNOLOGY
The Company’s intangible assets are comprised of licensed
technology and underlying patents. The cost of the Company’s
technology is amortized over an estimated useful life that
ranges from 15-17 years. Factors considered in estimating
the useful life of the technology include the expected use of
the asset by the Company, legal, regulatory and contractual
provisions that may limit the useful life, the effects of competi-
tion and other economic factors, and the level of expenditures
required to obtain the expected future cash flows from the
technology. The Company assesses its technology for recover-
ability whenever indicators of impairment exist. When the
carrying value of an asset is greater than its net recoverable
value as determined on an undiscounted basis, an impairment
loss is recognized to the extent of the fair value. To date, the
Company has not discounted any intangible assets.



RISKS AND UNCERTAINTIES

As previously described, cash on hand, together with
expected interest income is expected to be sufficient to fund
operations to mid 2008. Funding needs may, however, vary
depending on a number of factors including progress in
research and development, the cost associated with complet-
ing clinical trials and the regulatory approval process and the
costs of enforcing and prosecuting patent claims and other
intellectual property rights.

In general, prospects for companies in the biopharmaceuti-
cal industry may be regarded as uncertain given the nature of
the industry, therefore, investments in such companies should
be regarded as highly speculative. In the future, the Company
will need to raise additional funds to continue research and
development and clinical trials necessary for market approval.
The company cannot guarantee that financing will be available
or that terms for additional financing will be favourable.

Risks and uncertainties related to the Company’s financial
performance and certain industry factors are discussed in
detail in the Management’s Discussion and Analysis section
of the 2006 Annual Report.

This discussion and analysis and other sections of the finan-
cial statements contain forward looking statements, which are
based on the Company’s current expectations and assumptions
and are subject to a number of risk factors and uncertainties
that could cause actual results to differ materially from those
anticipated. Given these risk factors and uncertainties, readers
are cautioned not to place undue reliance on such forward-
looking information. Additional information relating to the
Company can be found on SEDAR at www.sedar.com.

DISCLOSURE CONTROLS AND PROCEDURES

The Company maintains a set of disclosure controls and
procedures designed to ensure that information required to
be disclosed in filings made pursuant to Multilateral Instrument
52-109 is recorded, processed, summarized and reported
within the time periods specified in the Canadian Securities
Administrators’ rules and forms.

Our chief Executive Officer and Chief Financial Officer have
evaluated the effectiveness of our disclosure controls and
procedures as of December 31, 2006 and concluded that
they provide reasonable assurance that material information
relating to the Company was made known to them and
reported as required.

Our Chief Executive Officer and Chief Financial Officer are
also responsible for the design of internal controls required in
order to provide reasonable assurance that processes used for
preparation of financial statements and financial reporting for
external purposes are reliable and in accordance with Canadian
GAAP. They have evaluated the design of our internal controls
and procedures over financial reporting as of the end of the
period covered by the annual filings, and believe the design to
be sufficient to provide such reasonable assurance.

SUBSEQUENT EVENTS

In January 2007 the United States National Institute of
Mental Health (NIMH) funded project, Treatment units of
Research of Neurocognition in Schizophrenia (TURNS) selected
Allon’s AL-108 product for a Phase Il clinical trial to evaluate
it as a treatment for schizophrenia related cognitive impairment.
On March 27th, Allon, announced that its IND (Investigational
New Drug) application with the United States Food and Drug
Administration (FDA) was made active and the Company
may begin human clinical trials evaluating the Company’s
product AL-108 as a treatment for schizophrenia-related
cognitive impairment. The trial is expected to begin in the
middle of 2007.

In January 2007, The Michael J. Fox Foundation announced
that it would provide funding for Allon to evaluate the effective-
ness of AL-108 in pre-clinical models of Parkinson’s disease.

On March 7, 2007, Allon released the results of its Phase
Ib clinical trial of AL-108 that confirmed that AL-108 was safe
and well tolerated by healthy, elderly patients after seven days
of dosing.

29

140d3d TVNNNY 900¢



30

ONI SOILN3IdVHIHL NO11V

Management’s Responsibility
for Financial Reporting

The financial statements contained in this annual report
have been prepared by management in accordance with
generally accepted accounting principles and have been
approved by the Board of Directors. The integrity and
objectivity of these financial statements are the responsibility
of management. In addition, management is responsible for
all other information in the annual report and for ensuring that
this information is consistent, where appropriate, with the
information in the financial statements.

In support of this responsibility, management maintains a
system of internal controls to provide reasonable assurance as
to the reliability of financial information and the safe-guarding
of assets. The financial statements include amounts which are
based on the best estimates and judgments of management.

The Board of Directors is responsible for ensuring that
management fulfills its responsibility for financial reporting and
internal control and exercises this responsibility principally
through the Audit Committee. The Audit Committee consists
of three directors not involved in the daily operations of the
Company. The Audit Committee meets with management and
meets independently with the external auditors to satisfy itself
that management’s responsibilities are properly discharged
and to review the financial statements prior to their presenta-
tion the Board of Directors for approval.

The external auditors, KPMG LLP, conduct an independent
examination, in accordance with generally accepted auditing
standards, and express their opinion on the financial
statements. Their examination includes a review of the
Company’s system of internal controls and appropriate tests
and procedures to provide reasonable assurance that the
financial statements are, in all material respects, presented
fairly and in accordance with accounting principles generally
accepted in Canada. The external auditors have free and full
access to the Audit Committee with respect to their findings
concerning the fairness of financial reporting and the adequacy
of internal controls.

“Gordon C. McCauley”

Gordon C. McCauley
President & CEO

“Matthew J. Carlyle”

Matthew J. Carlyle
Chief Financial Officer

Auditors’ Report to the
Shareholders

We have audited the consolidated balance sheets of Allon
Therapeutics Inc. as at December 31, 2006 and 2005
and the consolidated statements of operations and deficit and
cash flows for the years then ended. These financial state-
ments are the responsibility of the Company’s management.
Our responsibility is to express an opinion on these financial
statements based on our audit.

We conducted our audits in accordance with Canadian
generally accepted auditing standards. Those standards
require that we plan and perform an audit to obtain reasonable
assurance whether the financial statements are free of
material misstatement. An audit includes examining, on a test
basis, evidence supporting the amounts and disclosures in
the financial statements. An audit also includes assessing
the accounting principles used and significant estimates made
by management, as well as evaluating the overall financial
statement presentation.

In our opinion, these consolidated financial statements
present fairly, in all material respects, the financial position of
the Company as at December 31, 2006 and 2005, and the
results of its operations and its cash flows for the years then
ended in accordance with Canadian generally accepted
accounting principles.

“‘KPMG LLP”
Chartered Accountants

Vancouver, Canada
March 2, 2007



Consolidated Balance Sheet

December 31, 2006 and 2005 2006 2005

ASSETS

Current assets:

Cash and cash equivalents $ 10,369,753 $ =

Short-term investments - 9,545,304

Accounts receivable 202,854 112,549

Prepaid expenses and deposits 251,531 84,304

10,824,138 9,742,157

Long term receivable (note 12) 21,180 40,424

Property, plant and equipment (note 3) 57,535 81,186

Intangible assets (note 4) 6,564,591 7,076,348
$ 17,467,444 $ 16,940,115

LIABILITIES AND SHAREHOLDERS’ EQUITY

Current liabilities:

Bank indebtedness $ - $ 25,466

Accounts payable and accrued liabilities 1,429,588 1,117,872

Future income tax liability (note 9) - 149,537

Shareholders’ equity:

Share capital (note 6) 36,402,236 27,025,231

Additional paid-in capital 1,091,137 893,475

Deficit (21,455,517) (12,271,466 )

16,037,856 15,647,240

$ 17,467,444 $ 16,940,115

Commitments (note 10)

Related party transactions (note 12)

See accompanying notes to consolidated financial statements.

Approved on behalf of the Board:

“Frank A. Holler” “C. Michael O’Brian”

Frank A. Holler C. Michael O’Brian

Director Director

Sl

140d3d TVNNNY 900¢



32

ONI SOILN3IdVHIHL NO11V

Consolidated Statements of Operations and Deficit

December 31, 2006 and 2005

Expenses:

Research and development
General and administrative
Amortization

Other (income) expenses:

Stock based compensation expense
Foreign exchange loss

Write-down of marketable securities
Interest expense

(Gain)/loss on investments

Interest income

Loss before income taxes
Future income tax recovery (note 9)

Loss for the year
Deficit, beginning of year

Deficit, end of year

Loss per share (note 8):
Basic and diluted

See accompanying notes to consolidated financial statements.

2006

$ 6,721,548
2,028,912
563,290

9,313,750

197,662
89,147

111
826
(267,908)

19,838

(9,333,588)
149,537

(9,184,051)
(12,271,466 )

$ (21,455,517

2005

$ 4,975,629
1,472,055
534,142

6,981,826

146,145
98,676
4,063
6,565
(14,461)
(222,853)

18,135

(6,999,961 )
1,450,594

(5,549,367
(6,722,099)

$ (12,271,466 )

$ (0.26)

$ (0.19)




Consolidated Statements of Cash Flows

Years ended December 31, 2006 and 2005

CASH PROVIDED BY (USED IN):

Operations:
Loss for the year
Items not involving cash:
Amortization
Stock-based compensation
Write-down of marketable securities
Interest on convertible promissory note
Future income tax recovery
Change in non-cash operating working capital

Investments:

Short-term investments

Repayment of promissory note

Purchase of property, plant and equipment
Long-term receivable

Proceeds of sale of marketable securities

Financing:
Proceeds from issuance of common shares
Bank indebtedness

Increase (decrease) in cash for the year
Cash and cash equivalents, beginning of year
Cash and cash equivalents, end of year
Supplementary information:
Cash received during the year for:

Interest
Cash paid during the year for:

Interest

See accompanying notes to consolidated financial statements.

2006

$ (9,184,051)

2005

$ (5,549,367)

563,290 534,142
197,662 146,145
- 4,063
- (1,736)
(149,537) (1,450,594 )
54,184 672,984
(8,518,452 (5,644,363)
9,545,304 (1,242,304)
- (330,065)
(27,882) (49,014)
19,244 16,095
- 2,100
9,536,666 (1,603,188
9,377,005 6,258,682
(25,466) 25,466
9,351,539 6,284,148
10,369,753 (963,403)
- 963,403
$ 10,369,753 @ $ -
$ 399964 $ 115,734
$ (111) 8 (6,565)

88
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Notes to Consolidated Financial Statements

Years ended
December 31, 2006
and 2005

1 BASIS OF PRESENTATION:

Allon Therapeutics Inc. (“Allon” or the “Company”) is a public company incorporated under the Canada Business
Corporations Act. Allon is a biopharmaceutical company engaged in the development of drugs to treat neurodegenerative
diseases and disorders.

The eventual profitability of the Company and its ability to continue as a going concern is dependent upon many factors,
including amongst other things, obtaining appropriate financing as required, successful development of its products, and
receiving regulatory approvals. In addition, the biotechnology industry is subject to rapid and substantial technological change
which could reduce the marketability of the Company’s technology. The Company will be required to obtain additional sources
of financing in order to continue its research activities, its issuance and maintenance of patents, realize returns on its assets
and discharge its liabilities in the normal course of business.

2 SIGNIFICANT ACCOUNTING POLICIES:

(A) PRINCIPLES OF CONSOLIDATION:

The consolidated financial statements include the accounts of the Company and its wholly owned U.S. subsidiary. All material
intercompany balances and transactions have been eliminated on consolidation. All amounts in these consolidated financial
statements are expressed in Canadian dollars unless stated otherwise.

(B)USE OF ESTIMATES:

The preparation of consolidated financial statements in conformity with Canadian generally accepted accounting principles
requires management to make estimates and assumptions that affect the amounts reported in the consolidated financial
statement and notes thereto. The reported amounts and note disclosure are determined using management’s best estimates
based on assumptions that reflect the most probable set of economic conditions and planned course of action. Significant
areas requiring the use of management estimates relate to the assessment for impairment of intangible assets, accrued
liabilities, and stock-based compensation. Actual results could differ from those estimates used in the preparation of the
financial statements.

(C)FOREIGN CURRENCY TRANSLATION:

The Company follows the temporal method of accounting for the translation of foreign currency amounts, including those
of its integrated foreign subsidiary, into Canadian dollars. Under this method, monetary assets and liabilities denominated in
foreign currencies are translated into Canadian dollars using exchange rates in effect at the balance sheet date. All other
assets and liabilities are translated at the applicable historical rates in effect at the date the assets were acquired. Revenue
and expense items are translated at the monthly average exchange rate during the period. Foreign exchange gains and losses,
both realized and unrealized, are included in the determination of the loss for the period.



(D) CASH AND CASH EQUIVALENTS:
Cash and cash equivalents consist of highly liquid investments, with minimal interest rate risk and having an initial term to
maturity of 90 days or less when acquired.

(E) SHORT-TERM INVESTMENTS:

Short-term investments consist of guaranteed investment certificates, bankers acceptances and commercial paper
with original terms to maturity of more than 90 days but less than one year, and are recorded cost plus accrued interest.
The carrying value of short-term investments approximates their market value.

(F) PROPERTY, PLANT AND EQUIPMENT:
Property, plant and equipment are recorded at cost less accumulated amortization. The Company records amortization using
the straight-line method over the estimated useful lives of the capital assets as follows:

Assets Rate

Furniture and equipment 20%
Computer hardware 45%
Computer software 45%

During the first quarter of 2006, the Company made a one-time adjustment of $23,092 to amortization expense.
The adjustment occurred due to a change in method used to account for depreciation of property, plant and equipment from
declining balance to straight line. The change in method resulted from a change in the accounting estimate of the salvage
value of depreciable tangible assets and was accounted for prospectively. The Company does not expect the change in
estimate to have a material impact in future periods.

(G)IMPAIRMENT OF LONG-LIVED ASSETS:

The costs of acquiring or licensing medical technology from arm’s length third parties are capitalized. Costs are amortized
on a straight-line basis over the estimated useful life of the technology, ranging from 15 — 17 years. Costs incurred to establish
and maintain patents for intellectual property developed internally are expensed in the period incurred.

The Company reviews the carrying value of intangible assets for impairment whenever events or changes in circumstances
indicate that the carrying amount of an asset may not be recoverable. Recoverability of assets to be held and used is measured
by comparing the carrying amount of an asset to estimated undiscounted future cash flows expected to be generated by the
asset. If the carrying amount of an asset exceeds its estimated future cash flows, an impairment charge is recognized by the
amount by which the carrying amount of the asset exceeds the fair value of the asset. As of December 31, 2006, the Company
has not recorded any such impairment losses.

(H)RESEARCH AND DEVELOPMENT EXPENDITURES:

Research expenditures are expensed in the period incurred. Product development expenditures are expensed in the period
incurred unless the product candidate meets Canadian generally accepted accounting criteria for deferral and amortization.
The Company amortizes deferred product development expenditures over the expected future life of the product once product
revenues or royalties are recorded. No product development expenditures have been deferred to date.

(I) INTANGIBLE ASSETS:

Intangible assets acquired as part of a group of other assets are initially recognized and measured at cost. The cost of a
group of intangible assets acquired in a business combination that meet the specified criteria for recognition apart from
goodwill, is allocated to the individual assets acquired based on their relative fair values.
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Notes to Consolidated Financial Statements Continued Note 2

Intangible assets with finite useful lives are amortized over their useful lives. The amortization methods and estimated useful
lives of intangible assets, which are reviewed annually, are as follows:

Assets Basis Rate
Licenses Straight-line 15-17 years
Patents Straight-line 15-17 years
Technology Straight-line 15 years

(J) FINANCIAL INSTRUMENTS:

The Company’s financial instruments consist of cash and cash equivalents, short-term investments, accounts receivable
and accounts payable and accrued liabilities. It is management’s opinion that the Company is not exposed to significant
interest, currency or credit risks arising from these financial instruments. The fair values of these financial instruments
approximate their carrying values, unless otherwise noted.

(K) REVENUE RECOGNITION:

Revenue arising from cash and investments yielding interest is recognized when reasonable assurance exists regarding
measurement and collectability, resulting in interest being recognized on a time proportional basis.

Grant revenue is recognized when measurable and collectible. Allon uses the income approach to account for grant revenue
resulting from government assistance. Government grants received to directly offset expenses incurred for a specific project
are credited to expense to directly offset the expense incurred.

Revenue from service transactions is recognized as the service or contract activity is performed.

(L) STOCK-BASED COMPENSATION:

Allon grants stock options to employees, directors and consultants pursuant to a compensation plan, which is described in
note 6(e). Compensation expense is recorded for stock options issued to employees and non-employees using the fair value
method with a corresponding increase in contributed surplus. Any consideration received on exercise of stock options or the
purchase of stock is credited to share capital.

Under the fair value based method, stock-based payments to non-employees are measured at the fair value of the equity
instrument issued, and the awards are periodically re-measured during the vesting period as the options are earned. Any
changes in value are recognized over the period, and in the same manner as if the Company had paid cash instead of paying
with or using equity instruments. The fair value of stock-based awards to employees is measured at the grant date and
amortized over the vesting period.

(M) LOSS PER SHARE:

Loss per common share is calculated by dividing the net loss for the period by the weighted average number of common
shares outstanding during the period. Diluted per share amounts have not been provided as the effect of outstanding warrants
and options is anti-dilutive for all periods presented.

(N) INCOME TAXES:

The Company uses the asset and liability method of accounting for income taxes. Under the asset and liability method,
future tax assets and liabilities are recognized for the future tax consequences attributable to differences between the financial
statement carrying amounts of existing assets and liabilities and their respective tax bases. Future tax assets and liabilities
are measured using enacted or substantively enacted tax rates expected to apply to taxable income in the years in which those
temporary differences are expected to be recovered or settled. The effect on future tax assets and liabilities of a change in
tax rates is recognized in income in the period that includes the date of enactment or substantive enactment.

(O) COMPARATIVE FIGURES:
Certain of the figures presented for comparative purposes have been reclassified to conform to the financial statement
presentation adopted for the current period.



3 PROPERTY, PLANT AND EQUIPMENT

Accumulated Net book

2006 Cost amortization value
Computer hardware $ 92,622 $ 75,386 17,236
Furniture and equipment 57,224 24,038 33,186
Computer software 14,364 7,251 7,113
$ 164,210 $ 106,675 57,535

Accumulated Net book

2005 Cost amortization value
Computer hardware $ 78,721 $ 39,510 39,211
Furniture and equipment 46,053 11,451 34,602
Computer software 9,835 2,462 7,373
$ 134,609 $ 53,423 81,186

4 INTANGIBLE ASSETS

Intangible assets include licenses, patents and medical technology acquired relating to the development of drugs to treat

neurological diseases and disorders.

Accumulated Net book

2006 Cost amortization value
Medical technology $ 6,643,362 $ 996,514 5,646,848
Patents and licenses 1,074,557 156,814 917,743
$ 7,717,919 $ 1,153,328 6,564,591

Accumulated Net book

2005 Cost amortization value
Medical technology $ 6,643,362 $ 553,618 6,089,744
Patents and licenses 1,074,557 87,953 986,604
$ 7,717,919 $ 641,571 7,076,348
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Notes to Consolidated Financial Statements Continued

5 CONVERTIBLE PROMISSORY NOTE PAYABLE:

In the fourth quarter of 2005, the Company repaid, in full, a promissory note with a face value of US $253,100
(Cdn $330,065), bearing interest of one-half of prime, and a maturity date of November 20, 2007. Repayment was made
for the face value of the note resulting in a gain of $17,879 (US $15,240).

Repayment of the note terminates the agreement between the Company and the holder. The termination of this agreement
cancels the holder’s option to convert principal plus accrued interest into shares at a conversion price of U.S. $0.38 per share.

6 SHARE CAPITAL:

(A) AUTHORIZED:
Unlimited voting common shares without par value
Unlimited preferred shares, issuable in series

(B) COMMON SHARES ISSUED AND OUTSTANDING:

Shares Amount
Balance, December 31, 2004 27,227,211 $ 20,766,549
Issued pursuant to private placement 6,109,047 6,252,035
Exercise of options 50,453 6,647
Balance, December 31, 2005 33,386,711 27,025,231
Issued pursuant to private placement 12,525,000 9,377,005
Balance, December 31, 2006 45,911,711 $ 36,402,236

In addition to the shares issued and outstanding, the Company holds 74,000 shares, valued at $92,500, in trust.
The Company intends to collapse the trust in 2007 and return the shares to treasury.

(C)PRIVATE PLACEMENT:

On November 14 and 29, 2006, Allon closed a private placement consisting of 12,525,000 common shares offered at a
price of $0.80 per share. Shares were issued for gross proceeds of $10,020,000, less issue costs of $642,995 for net
proceeds of $9,377,005

On August 28, 2005 the Company closed a non-brokered private placement consisting of 6,109,047 shares offered at a
price of $1.05 per share. Existing warrant holders were given the option to purchase shares for consideration of $1.00 in
cash plus the surrender of one warrant that entitled the warrant holder to purchase one share of Company stock at a price of
$1.25 until March 31, 2006. Shares were issued for gross proceeds of $6,290,000 less issue costs of $37,965 for net
proceeds of $6,252,035.



(D)WARRANTS:

As part of its private placement, the Company issued 5,625,000 share purchase warrants on November 14, 2006 and
637,500 share purchase warrants on November 29, 2006 for a total of 6,262,500 share purchase warrants outstanding
at December 31, 2006. Each warrant entitles the holder, on exercise, to purchase one share of the Company at a price of
$1.00 for a period of 24 months following the date of issue.

(E) STOCK OPTIONS:

The Company Stock Option Plan provides for the granting of options for the purchase of common shares of the Company
at the fair market value of the Company’s stock at the grant date. Stock options are granted to both employees and
non-employees. The Company’s Board of Directors has discretion as to the number, vesting period, and expiry dates of stock
options granted.

At the Annual General Meeting, held on June 1, 2006, shareholders voted to amend Allon’s Stock Option Plan “the Plan”
from a fixed amount of 4,000,000 options issuable to a share option plan “2006 Plan” based on a rolling percentage of options
issuable of up to 10% of the Company’s outstanding shares. All outstanding options under the Plan were transferred into the
2006 Plan. As of December 31, 2006, the Company had 45,911,711 shares issued and outstanding resulting in current
authorization to issue a maximum of 4,591,171 options under the 2006 Plan.

The 2006 Plan provides for the granting of options for the purchase of common shares of the Company at the fair market
value of the Company’s stock at the grant date. Stock options are granted to both employees and non-employees. The
Company’s Board of Directors has discretion as to the number, vesting period, and expiry dates of stock options granted.

During 2006, the Company granted 1,325,000 options to employees, directors and consultants. The options all had terms
of ten years, with vesting periods ranging from the date of grant to three years. The options entitle holders to purchase shares
of the Company at a price ranging from $1.00 to $1.05.

Stock option activity from December 31, 2004 to December 31, 2006 is as follows:

Number of Weighted

common average

shares under exercise

option price

Outstanding, December 31, 2004 2,292,250 $ 0.59
Granted 412,500 1.00
Exercised (50,453) 0.13
Cancelled (120,800) 0.64
Outstanding, December 31, 2005 2,533,497 0.67
Granted 1,325,000 1.03
Cancelled (150,000) 1.50

Outstanding, December 31, 2006 3,708,497 $ 0.76
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Notes to Consolidated Financial Statements Continued Note 6

The following table summarizes the stock options outstanding at December 31, 2006:

Options outstanding Options exercisable

Weighted Weighted Weighted

Number of average average average

Exercise common remaining exercise Number exercise
price shares contractual life price exercisable price
$ 0.001-0.40 1,468,497 720 % 0.12 1,468,497 $ 0.12
$ 1.00-1.72 2,240,000 8.29 1.18 678,850 1.55
3,708,497 8.14 $ 0.76 2,147,347 $ 0.57

(F) SHARES HELD IN TRUST:

In March 2001, the Company issued 200,000 common shares in trust for the purpose of permitting employees, directors
and advisors of the Company to acquire such common shares. During the year ended December 31, 2003, a total of 126,000
common shares were reacquired from the trust and cancelled. The Company subsequently issued to a founding shareholder,
126,000 common shares from treasury in settlement of a liability to the shareholder. As at December 31, 2006 there were
74,000 common shares in trust. The Company intends to collapse the trust in 2007 and return the shares to treasury.

7 STOCK-BASED COMPENSATION:

The Company recognized $197,662 in compensation expense for the year ended December 31, 2006 (2005 — $146,145)
relating to awards granted to employees, directors and contractors under its stock option plan.

The fair value of share based awards is determined using the Black-Scholes option pricing model. Like other accepted
option valuation models, the Black-Scholes model was developed to estimate fair value of freely tradable, fully transferable
options without vesting restrictions, which significantly differs from the Company’s stock option awards. The Black-Scholes
option pricing model is also based on several highly subjective assumptions including the expected life of the option, expected
future stock price volatility and fair value of the Company’s stock at the date of grant of the stock options. Changes in these
assumptions can materially affect the measure of the estimated fair value of the Company’s stock options.

The fair value of options issued after 2002 is estimated using the Black-Scholes option pricing model with the following
weighted-average assumptions:

2006 2005
Dividend yield 0.0% 0.0%
Expected volatility 86% 110%
Risk-free interest rate 3.64% 3.15%
Expected life 2.1 years 3.8 years
Fair value per share 0.47 $ 0.44

The estimated fair value of options granted to the Company’s employees and directors is calculated at the grant date and
amortized on a straight line basis over the vesting period of the options. The date of measure used to calculate the estimated

fair value of options issued to non-employees is the balance sheet date.



8 LOSS PER SHARE:

The following table sets forth the computation of loss per common share:

Loss for the period

Weighted average number of common shares outstanding

Loss per common share

Weighted average number of common shares outstanding:

Basic
Fully diluted

9 INCOME TAXES:

Income taxes attributable to the loss for the year in these financial statements differ from amounts computed by applying

2006 2005
(9,184,051) $ (5,549,367)
34,981,437 29,355,521

(0.26) (0.19)
34,981,437 29,355,521
39,351,379 35,007,117

the Canadian federal and provincial statutory rate of 34.1% (2005 — 35.6%) as follows:

Loss before income taxes

Expected tax recovery

Tax effect of:

Difference between statutory tax rate and future income tax rate

Foreign tax rate difference

Permanent differences and other
Change in valuation allowance

Income tax recovery

The tax effects of temporary differences that give rise to significant portions of the future tax assets and liabilities are:

Future income tax assets and liabilities:

Fixed assets
Intangible assets
Losses carried forward
Share issue costs
Investments

Total gross future tax assets
Valuation allowance

2006 2005
(9,333,588) $ (6,999,961)
3,182,753 $ 2,493,386

142,617 -

285,610 -
(838,532) (300,001 )
(2,622,911) (742,791)

149,537 $ 1,450,594

2006

73,891
(2,258,739)
7,289,378
230,258
169,633

5,504,421
(5,504,421)

0

2005

$ 55,466
(2,455,994 )
4,852,565
85,022
194,914

2,731,973
(2,881,510)

$  (149,537)
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Notes to Consolidated Financial Statements Continued Note 9

At December 31, 2006, the Company has non-capital losses carried forward for tax purposes which are available to reduce
taxable income of future years in Canada of $10,076,000 and in the U.S. of $10,466,000. The losses expire as follows:

Canada us
2007 $ 41,000
2008 590,000 $ =
2009 1,382,000 =
2010 1,117,000 =
2014 982,000 =
2015 1,849,000 =
2016 =
2022 = 62,000
2023 = 450,000
2024 = 1,986,000
2025 = 3,152,000
2026 4,115,000 4,816,000

$ 10,076,000 $ 10,466,000

10 COMMITMENTS:

The Company has entered into purchase, lease and licensing agreements that require minimum payments for the next
five years, estimated as follows:

2007 $ 2,311,334
2008 182,128
2009 48,501
2010 11,654
2011 11,654

$ 2,565,271

The majority of Allon’s 2007 commitments relate to contractual obligations supporting the two ongoing Phase Il clinical
trials, in amnestic mild cognitive impairment and MCI-CABG, pre-clinical studies and the manufacture of drug product. Allon
may cancel contractual obligations by providing written notice.

In addition to the above commitments, the Company has license agreements in place for future development of products
relating to stroke and Alzheimer’s disease as well as development of additional applications as may be discovered through
ongoing research. These agreements are conditional on completion of various milestones, therefore, do not represent any
commitment at this time.



The Company has a Patent License Agreement and Research and License Agreement (the Licenses) with The National
Institutes of Health and RAMOT at Tel Aviv University Ltd. respectively. Under the terms of the Licenses, the Company has
obtained worldwide exclusive license, including the right to sublicense, to use the Licensed Information and the Patents for
use in the development and commercialization of therapeutics for the treatment of neurodegenerative and neurological diseases
and conditions. Future royalty and milestone payments to NiH are contingent on certain clinical and commercial development
milestones being achieved and future royalty payments to RAMOT are contingent on commercial sales being achieved. The
Company is responsible for the development of the compounds.

1 1 SEGMENTED INFORMATION:

Management has determined that the Company operates in one industry segment, being the development of biophar-
maceutical products. Substantially all of the Company’s operations, assets and employees are located in Canada and the
United States.

12 RELATED PARTY TRANSACTIONS:

On October 31, 2006, Allon loaned $143,155 to a Senior Officer of the Company. The loan was subject to an annual
interest rate of 5.25%, consistent with market rates at the time the loan was granted. At December 31, 2006, the loan is
included in accounts receivable. The loan was repaid, with interest, on February 2, 2007.

During 2006, Allon paid one of its Board members $50,000 to provide consulting services to assist the Company with
general research and the advancement of its drug development programs.

Allon receives annual installments of $25,000 related to the 2004 sale of two investment management subsidiaries to a
privately held company, owned by the Chairman and a Company director. At December 31, 2006, the amount receivable was
$50,000, discounted to a present value of $44,486 of which $23,306 is a short term receivable, due in September 2007 and
included in accounts receivable. The balance, $21,180, is a long term receivable with payment due in September 2008.
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2006 BOARD
AND COMMITTEE
MEETING
ATTENDENCE

Corporate
Governance

The Board of Directors and
management of Allon Therapeutics
Inc. consider good governance
to be an important factor in the
effective operation of the Company.

The Board has overall responsibility
for conduct of the business and affairs
of the Company and discharges
this responsibility both directly and
through delegating certain authority
to committees of the Board and to
senior management of the Company.

The Board regularly reviews Allon’s
governance practices to ensure

they have kept pace with changing
regulatory environments in Canada.

Please refer to the Company’s
management proxy circular for more
information on the overall structure
of the Board, its Committees and its
corporate governance practices.
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