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Safe Harbor

This presentation contains forwalabking statements made within the meaning of the Private
Securities Litigation Reform Act of 1995AmaveRLife Sciences Corp. and its representatives. These
adlrasSySyida OFy 06S ARSYUAFASR 0& AYUOGNRBRAzOG 2 NI
GoAtfsé GSaAalAYlIGSazéeé aFT2NBOlIatazé aLINReSOGas
not relate strictly to historical or current facts. Forwardking statements frequently are used in
discussing potential product applications, potential collaborations, product development activities,
clinical studies, regulatory submissions and approvals, and similar operating matters. Many factors
may cause actual results to differ from forwdodking statements, including inaccurate assumptions
and a broad variety of risks and uncertainties, some of which are known and others of which are n
Known risks and uncertainties include those identified from time to time in reports fiksablreX ife
Sciences Corp. wit the Securities and Exchange Commission, which should be considered togeth
with any forwardlooking statement. No forwaddoking statement is a guarantee of future results or
events, and one should avoid placing undue reliance on such statedweaveX ife Sciences Corp.
undertakes no obligation to update publicly any forwlaaking statements, whether as a result of
new information, future events or otherwisknavexX.ife Sciences Corp. cannot be sure when or if it
will be permitted by regulatory agencies to undertake clinical trials or to commence any particular
phase of clinical trials. Because of this, statements regarding the expected timing of clinical trials
cannot be regarded as actual predictions of wAeaveX.ife Sciences Corp. will obtain regulatory

F LILINR GFf F2NJ Fye aLIKFasSéeé 2F Ot AYAOFf OGNRAIF T &«
safety of our compounds. Potential investors should refer to the risk factors in our reports filed on
Edgar.
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Novel Target, New Approach to Treating CNS

Anavexutilizesprecision genetic
medicineto treat severe, often
devastating, neurological disorders
ranging fronrare diseasesuch as Rett
syndrome tdarge indicationgke
{1 KSAYSNXQa R.
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Summary

Focus Finding effective treatments for neurodevelopmental an
neurodegenerativeliseases, areas of high unmet need

Mechanism Sigmal Receptor (S1R) targeting cellular homeostasis
Approach Applying precisiomedicine to CNS

ANAVEX®23, orally available S1R agonist with strong IP (COM 2033)
YR KFa O2YLX SGSR I &dz00SaafFdz t
disease

Utilizing patient genomic analysis as well as clinical PK/PD data to
effectively incorporate into three clinical trials initiating in 2018:

A Phase 2 clinical trial Rett syndrom& ¢ IND filed

A Phase 2 clinical trialtnk N] Aya2y Qad RAA&ASIF &S

A Phase 2/3 clinical trial Inf T KSAYSNX&d RAASI AS

*FDA granted ANAVEXER2 Orphan Drug Designation (ODD) for Rett syndrome
\\\\\\
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ANAVEX®Z3 Phase 2a clinical trial

Corresponding @

approach to ANAVEX®2Z3 treatment

oncology precision
medicine
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. NOW"j - Genetic signatures of the strongest
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Portfolio of Compounds Varying in Sigindeceptor
Binding Activities

CANDIDATE PRECLINICAL PHASE 1 PHASE 2 PHASE 3
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Novel Target: SigrrlaReceptor

The Sigma-1 Receptor as
a Pluripotent Modulator in
Living Systems

Tsung-Ping Su,”* Tzu-Chieh Su,’ Yoki Nakamura,' and
Shang-Yi Tsai'

The sigma-1 receptor (Sig-1R) is an endoplasmic reticulum (ER) protein that
resides specifically in the mitochondria-associated endoplasmic reticulum (ER)
membrane (MAM), an interface between ER and mitochondria. In addition to
being able to translocate to the plasma membrane (PM) to interact with ion
channels and other receptors, Sig-1R also occurs at the nuclear envelope,
where it recruits chromatin-remodeling factors to affect the transcription of
genes. Sig-1Rs have also been reported to interact with other membranous
or soluble proteins at other loci, including the cytosol, and to be involved in
several central nervous system (CNS) diseases. Here, we propose that Sig-1R is
a pluripotent modulator with resultant multiple functional manifestations in
living systems.

¢ &
Su et al., Trend@harmacoBci. 2016 t\\\ aonoveXx 7
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ANAVEX®Z3 Is a S1R Agonist and Activates the Sigma
Receptor

S1R is an integral membrane protei

iInvolved in cellular homeostasis whic

targets restoration of neuroplasticity a
cellular stress responsé

S1R deficien
accelerates
disease
progression

Endogenou$1R agonis&ctivate
the Sigmal Receptor in situatio
of cellular stress

Enhancing activation ehdogenou$1R
agonist WithANAVEX®23 remedies

disease symptoms and underlying
pathophysiology

1) MavlyutovTA et al. Neuroscience. 2013 Jun 14;2463%28) Su TP et al. TreRisarmacoBci. 2016 Apr;37(4):268 \‘
3)RuscheK et al. Pharmacobci. 2015 Jan;127(1):80 ‘\\‘ anaLMQ?S 8



OvervieWANAVEX®23 Clinical Trials

ANAVEX®23-001 Study: : ,

A Randomized, doubiklind, placebe POpUIatl_On PK, 1.e. nen
controlled Phase 1 (oral) linear mixed effect

A Single ascending dose (SAD) (NLME) modeling, nen

A 22 healthy subjects compartmental

analysis and formal
concept analysis (FCA)

ANAVEX®23-002 Study:

A Randomized, Phase 2a (iv/oral) and both RNA and
A 32 mildto-moderate AD patients wholeexomeDNA

A MMSE baseline 188 (mean 21) genome seqguencing
A Adaptive trial with Population PK usingllluminaHiSeq
A Bioavailability, dose finding (PART A), and

exploratory efficacy with 52 week opé&abel 2500 Next Generation

extension (PART B) Sequencing (NGS)
technology
ANAVEX®23-003 Studg*

A 104week extension study after PART B

Initiation of subsequent randomized, double _
blind, placebecontrolled ANAVEX®&3 studies: Preparation

A Rettsyndrome underway
AtINlAyaz2yQa RAASIH A
A 1TtTKSAYSNRa RAaSIH a
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ClinicalTrials.goMentifier’/NCT0224454¥NCT02756858  evb A Ml ;
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Using Precision Medicine to Increase Clinical Trial Succes:
Rate

Increased
Biomarker that Probability

All Patients i i - ifi
Defines Patient Pre-specified of Success

Population Patients

Patient Selection with Biomarker Increases Probability of Success

100%

(p]
w
3 + 0
S 38 Aj Increased Probability
3 . . - -
A with Patient Selection Biomarkers
2 | +64%
>
-': 40%
5 Without Biomarkers
0
o) % . . i .
o - I With Patient Selection Biomarkers
(el
0%
Phase Il to Phase Ill to
Phase Il NDA/BLA

Nonovex: w
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Rett Syndrome (RTT): A Devastating Monogenic Disorder

A

A

Rare genetic postnatal progressive neurodevelopmental disorder

Rett syndrome (RTT) is caused by spontaneous (de novo) mutation in the
MECP2 gene located on the X chromosome

For males the gene mutation is lethal since males have only one X
chromosome (females have two X chromosomes)

Affects approximately 16,000 females in U.S.
A 1:1015K females worldwide

For females who survive infancy, RTT leads to a deficiency in motor
function, cognitive impairment and seizures

There are no approved treatments for RTT

FDA granted ANAVEXB&®ROrphan Drug Designation for Rett syndrome

Maria Chahrouy HudaZoghbi, The Story of Rett Syndrome: From Clinic to Neurobiology, Science DiredD(28@nket al., \\\\\" 11
Neuroscience and Biobehavioral Reviews 46 (20142702 LIFE SCIENGES Corp



MECP2 is Mutated in Rett Syndrome Leading to Loss of
Neuronal Function and Loss of BDNF

A MECP2 is a calcium dependent gene, affects dendritic spine development anc
necessary for other gene expressions, including BDNF

A Loss of MECP2 function alters excitatory/inhibitory synaptic balance

A MECP2 function required for neuronal survival, synaptic development and pla:

A BDNF is an important neuronal plasticgjated gene affected by loss of MECP2

Healthy Individual Rett Syndrome Individual
MECP2 gene mmmmmlp BDNF MBCP2 genampily  BPQIF
| ANAVEX®@?23 - calcium
@ | No Bdnf
) s::rfe — expression
RNA Pol Il @

+ calcium b
94
i

o=@

Beneficial effect of ANAVEXRE®R
Restores calcium homeostasis

Fasolino M et al., The Crucial Role of DNA Methylation and MeCP2 in Neuronal Function. Grayson DR, ed. Genes\“t
2017;8(5):141BenarroctEE, Neurology. 2015 Apr 21;84(16):1808.; Greer PL et aNeuron 2008Sep25;59(6):84660 ¢ L soti o 12



ANAVER-73 Regulates Gene Expression and Restores BDNF

150+

p<0.05
NS
0 ~
[I=
83
3
I
cZ
58
@~ p<0.008
WT-V KOV WT-ANAVEX KO-ANAVEX

ANAVEX®23 fully restores BDNF expressio
levels in the hippocampus in the Fmrl KO mopse
model (p<0.05, KO vehicle vs. KO ANAVEX®

¢ ®
Presented at Antiepileptic Drug Trials XIV 2017 Conference .\\\ ghoveX' 13
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ANAVEX®2Z3 Significantly Reduces Impairment in Mutatec
MECP2 Rett Syndrome Mouse Model

Clasping at 8 weeks
100 -

| <0.001 .
90 P Normal Impaired

80 A s ,
70 - ‘ , o ‘
60 - '

50 -
40 -
30 -
20 -

10 A
0 [

Clasping Hindlimbs (%

OMecp2_WT Vehicle OMecp2_HET Vehicle
BMecp2_HET AV23 (10 mg/kgl Mecp2_HET AV23 (30 mg/kg)

100 - Clasping at 12 weeks

90 -
80 4
70 +
60 - x*

20 p<0.05
40 -
30 -1
20 A
10 ~

p<0.01

Clasping Hindlimbs (%

Mice treated with ANAVEX73 (30 mg/kg)
clasped less than vehidieeated mutant mice
(p<0.05 at 8 and 12 weeks)

Presented at 2016 Epilepsy Pipeline Conference,
2016RettSyndrome Symposium \\‘
¢

OMecp2_WT Vehicle OMecp2_HET Vehicl
BMecp2_HET AV23 (10 mg/kg)@ Mecp2_HET AV23 (30 mg/kg)



Significant Improvement in Multiple Movement Impairmen

Rotarod Neurocube Startle
Motor Coordinatiorandexercise Platform that employs computer Wild type (WT) mice have a
capacityare assessed: vision to detect changes in gait higher startle response compared
ANAVEX®2Z3 treated mice took geometry and gait dynamics: to impaired mice: ANAVEXZ2
significantly more time to fall off Gait CorrelationBody Motion treated mice showed a significant
rod & fell at higher speeds demonstrate significant increase in startle response
compared to vehicléreated improvement compared to vehicl¢reated
mutant mice mutant mice
WT vehicle v. Het vehicle v. Het vehicle v.
Het vehicle Het AV2-73, 10 mg/kg Het AV2-73, 30 mg/kg
Overall
90, p=0 53, p> 0.69 62, p> 0.24
GAIT
78, p< 0.01 63, p> 0.09 69, p< 0.05
Paw Features
91, p< 0.001 52, p> 0.78 55, p> 0.56 A
Correlation
53, p> 0.66 56, p> 0.40 76, p< 0.005 a
Body Motion
71, p< 0.02 60, p> 0.20 81, p< 0.003 n
Paw Positioning
84, p< 0.0001 53, p> 0.57 57, p> 0.36
& 15

Presented at 2016 Epilepsy Pipeline Conference, Rét&yndrome Symposium LIFE SCIENGES Corp



ANAVEX®2Z3 Phase 2 Rett Syndrome Study Design

Randomized, DoubiBlind, Placeb&ontrolled Study of ANAVEXER

Initial
screen

Randomization
to 1 of 3 arms

Baseline Observation

AV 273:
Low dose

AV YCH

High dose

Placebo

Titration

Treatment

Period

AV 273:
Low dose

AV 273:
High dose

Placebo

Full
Treatment

12 Weeks
Voluntary
Open Labe

Period ¢ snavex: s
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ANAVEX®23-nno ! £ 1 KSAYSNR& 5AaS
Favorable Safety and Tolerability through 109 weeks

PARTA L, PARTB | | 003 Study |______ .
002 Study 002 Study
1. Estimate thenaximal tolerated [1  Egtaplish continued safety Establish continued safety and
dose MTD - and tolerability of ANAVEX| tolerability of ANAVEX73
2. Explore aloseeffectrelationship 2.73
3. Estimate thebioavailabilityof 2. Explore a doseffect
ANAVEX-Z3 relationship
1st wash out 2
Period period Period
intravenous intravenous
SCHEME1 low Jmg = + scHEMES  low  3mg
schevez low 3mg & 1 screme 7 | high S m
high 5mg ; i+ scenes low 3mg |
high Smg Y W
oral \¥ \‘<, . oral \
ScHEnEs Jow 30 me NS SCHENE | Jow 30mg Part B: All patients on ANAVEX®dral daily doses of
sceeve: high S0mg reeaes bw 30 S SN 10mg, 20mg, 30mg, 50mg according to-ppecified
e low 30mg v R adaptive trial design implemented during Part A
scHeME s | frigh S50mg 4 screme s high 50mg

54weeks b2 weeks H2weeks 104 weeks

N N | L "

12 days 36 days 57 weeks 109 weeks
‘\\\‘ 17
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ClinicalTrials.godentifier"/NCT0224454*NCT02756858



ANAVEX®2Z3 Primary and Secondary Endpoints M

et in Pr
2a Clinical Trialof MH-a 2 RS NI GS ! £ 1 KSA

A Phase 2a results demonstrate a favorable safety, bioavailabil
doseresponse curve and tolerability/risk profile at doses
between 10mg and 50mg of oral daily ANAVE)ZR?2

A Primary endpoints met with favorable safety and tolerability

A Secondary endpoints met with supportive exploratory
biomarker, cognition and function measures correlating

A Doseresponse relatlonshlp was statlstlcally S|gn|f|cant to
affect MMSEh | YR 9 BikOPWRBMSENS A 1 K
(p=0.0285) and EEG/ERPp=0.0168) respectively

Macfarlane, presented at CTAD 2016



ANAVEX®23 Primary Endpoint Safdbata measured to
57 weeks:

A The most common adverse event (AE): mild dizziness
A When patients were first dosed with highest dose
A Was transient and reversible
A Consistent with Blood Brain Barrier (BBB) penetration

A 98% of all AEs were mild or moderate and reversible with 76%
being Grade 1

A 2% were not drugelated Grade 3

A There were no Grade 4 and 5 events
A AE profile similar to that of healthy volunteer Phase 1 data
A No differences in blood pressure or resting heart rate

A Clinical laboratory parameters, vital signs, andtead ECG did not
show any clinically relevant or desependent changes

N\
Vogeset al., presented at CNS Summit 2014; Macfarlane, presented at CTAD 2016 O e o 19



Secondary Endpoints: High ANAVEXRRoncentration linked t
Consistent Improved Response Across All Analytes and Peri

ANAVEX®2Z3 shows a consistent response across the 3 different times fra

[Part Al [@4h]| Part A2 [22264h]| Part B [52veek§ |

Immediateresponse Shortterm response Longterm response

part AL [@ah] ||| MMSE
. Immediateresponse )

e e || e | Improvement
X Shortterm response ) mp €S a 2
( PartB [52veekd ) AD CQ\D L

L Longterm response ™~ I m p r0ve m e nt

(G
Afsharet al., presented at CTAD 2017 ‘\\ ana&éﬁ?& 20



Robust Dose(Concentration)/Response Effect of ANAVEBX(

Systematic exploration of the full data matrix using KEM® demonstrates consistent
concentrationrresponse relationship for 6 main exploratory endpoints: cognition, functic

and biomarker (MMSE, ADESBL, EEG/ERPS)

54%
High dose> Improved

response
97%
43%

Low dose> Poor response
High dose> Poor response or
Low dose> Improved response

97% Consistency: MMSE, ABC® and EEG/ERPs: Identified
relations show that high dose (concentration) is linked to improved
response and low dose (concentration) to poor response

\. 1.1
Afsharet al., presented at CTAD 2017 t\\ anoveX 21
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Relation between ANAVEXE&RConcentration and MMSE

An increase of MMSE during 57 weeks is a rare event. A patient receiving a hig

concentration of ANAVEX3 has a 2-fold chance of improving its MMSE

Low Medium High

T e o S e
0.014 : : : I/.
: |
: |
: | [ High Concentratior} I::>[ MMSE increases]
(z01]

S |
c | |
E - | [ Increasing )
g - | [ Decreasing)
2 /- ! '
o - |
8- 3001 :
n [ Low Concentratlon ° ;@
% #:> 1906 m
% [ MMSE decrease o

, i

0, |
-0.021 I

Ei Taw)

“ 7 = Nanavex: »

Concentration ANAVEX3 (hg/mL), Part B

Afsharet al., pr@ented at CTAD 2017 12 uresocwcson



Relation between ANAVEXE&RConcentration and AD@HL

An increase of AD@®L during 57 weeks is a rare event. A patient receiving a hig
concentration of ANAVEX3 has a 1old chance of improving its ADSBL

[ High Concentratioril:{)[ ADCS&ADL increases]

i A-High
1013
.
C“f"““ T
2001 |
— ¥ e
v Low

GJ 3001l : O—@
n ° ¢
N
£ P
.g ] 2004
2 }: o
GJ _. ________ o 3002
al -10'""“"“"' j ¢F
1 - o
<OE ° 2009 E
1 o l 1
O | '
2 |
20 - |
[ Low Concentration]l:§ [ ADCS\DL decrease}
|
(1008)"° i

0
Afsharet al., presented at CTAD 2017

Concentration ANAVEX3 (hg/mL), Part B
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Patient Cohort with Cognitive and Functional Improvemen
at 57 Weeks:

MMSE and ADG®DL remained steady over 27 months (109 weeks)

24 4101009
22
0 20 —8-101011
= 4101013
18 101014
——
16
1 —¥=102006
12 102010
10 T T T T T T T T T T E
0 5 17 31 41 53 57 70 83 96 109
Weeks :
80
M - 20; :
75 'ﬁ A A A
| E——7% —= A = -~ = =
70 \f \ / = ﬁliv !
65 ; ;
: —4—101009
B 60 e - i
< b —8-101011
» 55 :
O 4101013
< 101014
——
45
40 ==102006
35 102010
30 T T T T T T T T T T
0 5 17 31 41 53 57 70 83 96 109

A Patients with milder disease stage (baseline MMSE >20) tendegltks
respond better to ANAVEX®2 than patients with more advancéd Cohort displayed highest concentrations of ANAVEZ®?2

disease stage (baseline MMSE <20) ‘{\\‘ana\/ex’“‘ 24

Afsharet al., presented at CTAD 2017 e seees e »
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Bootstrapped means of the deltas for week 57 - ADCSADL

Bootstrapped means of the deltas for week 57 - MMSE

Frequency
1500 2000
|

1000

500
|

1.8 MMSE points difference

7 6 X -4

-3

-2

Bootstrapped_means

1.8 MMSE points

improvementto historical
control SoQ* at week 57
(p=0.0164)

C Bernick, J Cummings, R Raman, X Sun, PAAésdeurol 2012;69(7):90D05. doi:10.1001/archneurol.2011.3758. RG Thomas, I\Q\\\
L3

Frequency

1000 1500 2000

A00

[=]

Part B baseline

i

4 ADC&\DL points differenc

-15

T
-10

T
-5

Bootstrapped_means

4 ADC&\DL points

improvementto historical
control SoQ* at week 57
(p=0.0186)

A Comparison to historical control subjects with ademoderate AD with comparable
MMSE baseline, assigned to the placebo arm from pooled cohort study conducted |
the Alzheimer Disease Cooperative Study Group, age adjusted

Albert, RC Petersen, RiSen Alzheimers Dement. 2016 May;12(5):6883, Data: Macfarlane, presented at CTAD 2016



Summary

A ANAVEX®Z3 appears to have a favorable safety prafild to be generally
well tolerated

A ANAVEX®2Z3 has demonstrateeifficacy in the clinic as well as in multiple
preclinical disease models validating the StgRanechanism of action

A GeneticSignatures for those who respond besAlSAVEX®2Z3 have been
determined

A These signatures cae applied to neurological indications beyond
1 {1 KSAYSNIRA Rettsypn@dme& S> & dzOK | &
A Three clinical trialswillbley A GAF 0 SR AY H~n My F2NJ
RA&ASFAS FYR tINJAYyazyQa RAASI &S
A Anavexhas enough cash for 2 years

L
\\\\\ 26
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Financial Position and Near Term Catalysts

A Cash (as of December 31, 2017): $28.0M; No debt

A The company is well capitalized to achieve clinical readouts

X Orphan Drug Designations granted for the following indicatioeis:
syndrome, Infantile spasms and Frontotemporal dementia

X Phase 2g Reported 109 week data at CTAD scientific meeting

X Phase 2@ PK/PD data CTAD scientific meeting
Phase 2 clinical trial Rettsyndromeg IND filed
t KFaS H Of AYyAOFf UGONRIFE AY tIFNJAYA:
t KF &S Hko OfAYAOFE GNARFE Ay 11 KS;

Ongoing idicensing/outlicensing review to optimize value of pipeline

Nona X 27
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Anavex Life Sciences Expertise

Management Team

Christopher U. Missling, Emmanuel G-adiran StephanToutain TasoZografidis DanielKlamer
PhD RPhPhD MS, MBA MS, PhD PhD
President& CEO SVP of Regulatory Affairs SVP of Operations VP of Clinical Operations VP oBusiness Development
& ScientificStrategy
W d Y trophin
CLAR mhownocauin: LF e JU— (pfizer, Re'trophin)
NH

%Aventis e Coarcrra Wyeth NEUROSEARCH  5,<
/ 3 )

FDA Commissioner's
Award of Excellence

Scientific Advisory Board Members

Jeffrey Cummings, PaulAisen HaraldHampe) NormanRelkin Abraham Fisher,
MD MD MD, PhD MD, PhD PhD
r4 -2 USC Universityof ge=vy Weill Cornell i
e N1V Southern Cali}f;rnia Hﬁmg %z Medicine bigianfial gl ywia

Cleveland Clinic

WHZMANN NSTITUTE OF SCIENCE

Jacqueline French, Andrew Cole, TanyaSimunj DanieWeintrauh TanguMaurice,
MD MD MD MD PhD
ANYU j HARVARD MFEINBERE  (gpy/fcreiman @G e,
! &/ MEDICAL SCHOOL SCHOOL OF MEDICINE <
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Contact Us

Yy I BSEn [ ATS { OA SoatdniRoberssdhLID

51 West 52nd Street, 7th floor
New York, NY 10019
1-844-689-3939

ANAVEX is a trademark of Anavex Life Sciences Corp.

The Trout Group

(646) 3782900
crobertson@troutgroup.com
WwWw.anavex.com

NASDAQ: AVXL

&

29
IENCES Corp.



