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Item 7.01 Regulation FD Disclosure.

Included as Exhibit 99.1 to this Form 8-K is a corporate presentation dated December 2021 that is incorporated herein by reference. We intend to utilize this presentation and its
contents in various meetings with securities analysts, investors and others, including in connection with the Evercore ISI 4th Annual HealthCONx Virtual Conference,
commencing on December 1, 2021.

The information in this Current Report on Form 8-K, including Exhibit 99.1, shall not be deemed "filed" for purposes of Section 18 of the Securities Exchange Act of 1934, as

amended (the “Exchange Act”) or otherwise subject to the liabilities of that section, nor shall it be deemed incorporated by reference in any filing under the Securities Act of
1933, as amended, or the Exchange Act, except as expressly set forth by specific reference in such a filing.

Item 9.01 Financial Statements and Exhibits. (d) Exhibits.

Exhibit No. Description

99.1 Longboard Pharmaceuticals Corporate Presentation dated December 2021
104 Cover Page Interactive Data File (embedded within the Inline XBRL document)
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Forward-Looking Statements

This presentation contains forward-looking statements about Longboard Pharmaceuticals, Inc. ("we,” "Longboard™ or the "Company”), including statements
regarding: our future results of operations and financial position; business sirategy; the timing, costs and conduet of our preclinical studies and clinical trials for our
product candidatas; the timing and likelihood of regulatory filings and approvals for our product candidates; our intellectual property; our ability to commercialize
our product candidates, if approved; and other statements that are not historical facts, including statements that may include words such as “will”, "may”, “can”,
‘intend”, “plan”, “expect’, “believe”, "potential” and similar words. For such statements, we claim the protection of the Private Securities Litigation Reform Act of
1885, These forward-looking statements are subject to a number of risks, uncertainties and assumptions, including, but not limited to: our limited operating history;
net losses; our expectation that we will incur net losses for the foreseeable future, and that we may never be profitable; our need for additional funding and related
risks for our business, product development programs and future commercialization activities; the timing and success of clinical trials we conduct; the ability to
obtain and maintain regulatory approval of our product candidates, the ability to commercialize our product candidates; our ability 1o compete in the marketplace;
risks regarding our license and dependencies on others; our ability to obtain and maintain intellectual property protection and freedom to operate for our product
candidates; our ability to manage our growth; and other risks and factors disclosed in our filings with the U.S. Securities and Exchange Commission. We operate
in a very competitive and rapidly changing environment. New risks emerge from time to time. It is not possible for our management to predict all risks. nor can we
assess the impact of all factors on our business or the extent to which any factor, or combination of factors, may cause actual results to differ materially from those
contained in any forward-looking statements we may make. The forward-looking events and circumstances discussed in this presentation may not occur and
actual results could differ materially and adversely from those anticipated or implied in the forward-looking statements. Except as required by law, we assume no
responsibility for the accuracy and completeness of the forward-looking statements, and we undertake no obligation to update any forward-looking statements
after the date of this presentation to conform these statements to actual results or to changes in our expectations.

Certain information contained in this presentation and statements made orally during this presentation relate to or are based on studies, publications, surveys and
other data obtained from third-party sources and Longboard's own internal estimates and research. While Longboard believes these third-party studies,
publications, surveys and other data to be reliable as of the date of this presentation, it has not independently verified, and makes no representations as lo the
adequacy, fairness, accuracy or completeness of, any information obtained from third-party sources.

This presentation discusses product candidates that have not yet been approved for marketing by the U.S, Food and Drug Administration,
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Investment Thesis

’ . Program [/ Therapeutic IND- Ph1 Ph2 Ph3 Key
Three drug candidates internally MOA Area Enabling Milestanes
developed by Arena which
represents a culmination of >20 LP352 _
yrs of world-class GPCR & WTai DEEs and other pr— © Complation of Ph 1 MAD study
research: Suberachid refractory epilepsies + Initiate Ph 1b/2a — Q1 2022
+ Targeting large market opportunities
*  Broad clinical applicability across LP143 ALS and other - Additienal preclinical validation
ol i ke d rati

multiple indications CB2Agonist  ooaegencrative QD + IND submission ~ Q1 2022
+  Well understood mechanisms of

action

LP659 Multiple « Additional preclinical validati

* Retain rights to all major markets in S1P Receptor  neurodegenerative (@ ens -p ) S

therapeutic areas of focus Modulatar diseases *INRSuomission ~ HEsee

Addlitiona! earfier discovery stage compounds i development

Definitions: DEES = davefopments and spilapto ancaphalopathies: ALS mamyobophes aierst seierasis; CB2 = carnahingid type 2 (CBZ| receptar; 21P = sphingoaine 1-phosphale (57P ) resepior modulstars




Leadership Team
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Kevin Lind
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Phil Perera, M.D

35+ years clinical research leadership,
including  research, development  and
appraval of small molecule drugs in a
variaty of CHMS & pain disorders, a5 well as
hospital management and practice

G0
- Therapeutics™
e Dart
%) NeuraScience,,

f Jazz Pharmaceuticals

@ Pﬁzer C |

Chief Financial Officer

Brandi Roberts

* 25+ years of public accounting and

finance expensnce, Inciuding
pharmaceutical, medical  tech, lile
sciencas; CFO  of multiple  public
COMpAanies

-
-==LINEAGE

s CELL THERAPEUTICS

THERAPEUTICS, INC.

VP, Head of Operations

Chad Orevillo
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25+ years of experience in
pharmaceutical  clinical  development
and operations al both large and small
pharmaceutical companies
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@ Pfizer
IDEC i
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ALIE F’EX 9GEN PROBE
Phillip Schneider LiARS ARENA
) Neumora' &4 giackThom
Il Bristol Myers Squibb
Jane Tiller, (#3 Cephalon

MBChB, FRCPsych
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LP352

Oral, Centrally Acting 5-HT2c Receptor Superagonist
Targeting Seizures Associated with Multiple Refractory
Epilepsies
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LP352, A Centrally Acting 5-HT2c Superagonist Targeting
Multiple Epileptic Indications with Significant Unmet Need

The 5-HT2c Pathway Has Been Implicated in
Multiple DEEs

225

Number of Patients
(Thousands)

47
HE .
[
| [———

47
Chikdhood LGS Dravet DCoose
Absence

Ref. Gen
Clonic-Tonic

Fintegia sNDA in LGS
filed Q321

Fintspla approved, Lorcasenin
compassionals use i Dravel

*Arena desipned LP352 10 be a diferentiage

**Composition of maties fhrough 2036 wih al for PTE & PTA

LP352 Design Features*
* Designed to be a next-generation (new chemical series) of lorcaserin

* In preciinical studies LP352 has shown to be highly selective to 5-HT2c; no observable
impact on 2a or 2b

* 2acan be associated with psychogenic effects

* 2b can be associated with pulmonary arteral hypertension (PAH) and valvular
heart disease (VHD)

LP352 Status

+ Ph 1 {including SAD & MAD portions) trial completed
+ Ph 1b/Za expected to initiate Q1 2022

Strong IP Position Potentially Through 2041**

rug candidate, the desipn fentures listed atiove is the nleaded profile, but there = no guaranies conlinuing dimcal o nen-clinical stides wil coroborate fhess fatunes
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There is a Large Unsatisfied Patient Population in Epilepsy

Epilepsy is uncontrolled for

“2yth Al gidiNn: Brid up g 5000 ~50% of all Developmental and Epileptic
of adults & Encephalopathy (DEE) is a group of
patle nts h ave severe epilepsies characterized by
seizures, often drug-resistant, and
unknown encephalopathy

o etiology?
' Over
It has been estimated that
between 35% and 50% of new 25 Syndromes
onset epilepsy in children is of Described

unknown etiology and the

Adults Chitdren remainder is genetic, structural or
EControlled * Uncontrolled metabolic?

(1) Tean. et al. MMWR 2018,67:437-442, (2] Enilepsy Faundalion, Ressarch RoundTable far Eplepay 2020 (3) Beghi. Neuroepidamiakgy. 2020,54(2):185-191_ [4) Wirel, et al. Epilepsy Res. 2011.95{1-2c110-8. Sokka
A Epilepssa Open, 017,201y F6-83 8
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Treatment Paradigm for DEEs is Characterized by Initial Short-
Term Trial of Monotherapy, Followed by Polytherapy Strategies

Diagnosis of DEEs Newer Treatments Traditional Approach
Treatment
1% Line @ Prascribe first AED
v
, 6 - R— Epidiolex and Fintepla
#Hn8 ik typically used as add-on
= 2L/3L+ for specific
o Ketogenic Diet syndromes with limited off-
31 Line label use due to RS SERS
@ Initiate AED Polytherapy reimbursement
v Add on_L_Switch  Addon Switch  Addon  Switch
: ¥ b v ¥ ¥ ¥
o Devices / Procedures
4" Line fe.q. vagsl nenve simwaion)
@ Continue AED Polytherapy
and beyond...

@ Despite numerous available therapies, there remains a significant unmet need for refractory patients

Definitions: AED = Anti-spealic drogs
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Role of 5-HT2c Receptors in Epilepsy

GABAsrgic Glutamatergic

intemetrons iraraldal el +  5-HT2¢c modulation of hippocampal pyramidal
o ] GABAergic neurons suppresses hyperexcitability
GARS
SERT
e ; : ;
S +  5-HT2c KO mice display spontaneous seizures and
decreased threshold for proconvulsant stimuli
oRN %‘1
o w.n—-_"‘;;sg-f «  m-CPP (5-HTZc) increases threshold for PTZ- and
it W electroshock induced myoclonic and tonic seizures;
effect blocked by 5-HT2c antagonist
& Inhitsieey 2 Enidlaary
Ml © crmmmimine * In a genetic model of DS, 5-HT2c agonist decreased
£ 'F | seizure-like behavior and epileptiform electrical activity
o . :
o i i i ¢ in scrn7lab-/- mutant zebrafish
crad e Neurotranarmiter

Source: Ghanadaght MH ai &l Exp Brain Res. 2014, Bagdy G ol &L, J Neurschamesiry, 2007; Stac DS of al.. Frand Maumoscl. 2018, Sawbron J et al, 405 Chem Neursscience. 2018; Tecalt LH & &l, MNalure, 19585, Updon M et al, Bur
Prarmacel. 1298 Orban G &l al, CHNS Neurcse Ther, 2014; Schoanjans A et &l Eur J Newrod. 2001 7; DS, Dravel syridrome; GABA, gamma amincbulyric acd; KO, knack-oul; mCPP, mechioraphenyl-poerasdne; PTZ,
pentylenetteazole; TLE. lemparal lobe aplensy o
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5-HT2c Agonists Have Shown Real World Evidence in Epilepsy,
However Significant Unmet Need Remains

FINTEPLA® DS (fenfluramine, ZX008) Lorcaserin
History Pulled from market in 1887 because of high incidence of cardiac valvular Pulled from market March 2020 for numerical, not significant, increase
abnarmalities found in patients (originally marketed as appetite in malignancies in patients treated for obesity; lorcaserin (n=462) vs.
suppressant) placebo group (n=423) difference of only 39 participants {0.33%])

+ MNorfenfluramine (active meltabalite) implicated in cause of valvular heart * Risk { Benefit low in obesity

disease (VHD) and pulmonary arterial hypertension (PAH) « Population predisposed to cancer

* Despite market removal, FDA authorized evaluation in Dravet
syndrome and compassionate use

Clinical Successful Ph 3 in Dravet syndrome: Multi-center retrospective chart-review (n=35):
Evidence — 54.0% (95% CI, 35.6%-67.2%; P < 0.001) greater reduction in — 48% reduction in mean monthly motor seizures
mean monthly convulsive seizure frequency vs placebo — 50% of patients remaining on lorcaserin after 15 months

— Durability to ramain on treatment

Safety + Boxed warning for VHD and PAH = TBD for Dravet syndrome
Considerations | + Echocardiograms required pre, during and post dosing
+ Available only through restricted drug distribution program, under a risk
evaluation and mitigation strategy (REMS3) program

Status + Approved in treatment of seizures associated with DS Q2 2020 + Eisai in a Ph 3 program in DS (n=58)
+ Paositive Ph 3 topline data in LGS Q1 2020; sNDA filed Q3 2021

@ Critical need for highly selective and potent agonist of 5-HTZ2c that mitigates refractory seizures without significant risks of present
drugs
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Real World Clinical

Evidence of 5-
Reduction in Seizure Frequency with Lorcaserin

HT2c Agonism (n=35)
Efficacy with

i 62%

Lorcaserin
« 35 refractory patients ranging from 47%

3 - 40 years old (including DS,

LGS, treatment resistant focal and

generalized seizures)
« Failed at least 5 and up to 9+

previous AED medications

47.7% median percentage

e Median Decrease Tonic-Clonic Tonic Atonic/Drop Focal with Motor
reduction in mean monthly In Mean Monthly Features
frequency of motor seizures from Seizures

baseline

15 patients (42%) had a =50%

oy ; ® After 15 months, 50% of patients remained on lorcaserin supporting
reduction in molor seizures

durability of response

Tolote, ot al, Neuralogy 2018,81:637-83%
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Lorcaserin Single-Site Cohort at Children’s Hospital (Aurora,
FatisGO) 1 2 3 L) 5

Age 10 18 10 7 14
Weight (kg) 28 46 23 24 35
Dose 25 2T .19 32 By |
Prior AED’s CLZ, CZP, KD, LMT, LBT, CBZ, CBD, CLZ, CLB, CZP, ESM, FBM, LMT, LVT, M3M, CZP, ESM, LVT, LZP, 8TP, CBZ, FBM, GBP, LCM, LMT,

PRM, OXC, RUF, TPX, FBM, LMT, LVT, PRM, PHB, VPA, VMP, ZNM, KD TPM, ZNM, KD LVT, OXC, PHB, PRED, RUF

WVPA TPM, VPA, CC, KD, VNS
Concurrent AEDs  CLB, STP, VPA CZP, 8TP, ZNM KD, TPM, VPA BRO, CBD, CLB, VPA CLB, TPX, VPA
Prior seizure type/ + FS: S0/day « MS: numarous daily « MS: Daily + AS:12/h « MS: constant through day
frequency * GTC clusters: 1/mon « PS+GTC: 10/mon * GTC seizures: 100/month = FS: 3-5iwk * GTC seizures: 1-2hwk
{Seizure frequency - Seizure free initial  + Seizure iree for 2wks  + GTC seizures: 46imon  » NCS: tmon  + MS initally reduced in |
Iaﬂer 3 months trt 3wks * PS+GTC: 1/mon « MS: daily = 1-2 seizure free days/wk morning then increased to |
| + Cluster seizures then * MS: occasional + = 50% reduction in * AS or PS: 3/Mon constant - late afternoon |
| selzure free for 2wks * 90% reduction in GTC GTCimon « GTC: 1-20wk I
Seizure frequency  Gradual increase with + MS: 1-2wk Gradual decrease to 16/mon  NCS: 1/mon Unchanged. Tapered off with
after trt. following  return to BL frequency + PS+GTC: 1-2imon before returning to BL no change in frequency
first 3 months
Duration on trt. 12 mon (still on frt.) 12 mon (still on trt.) 14 mon, stopped to 13 mon 9 mon

participate in FFA study

Reported side nane none Vomiting, decreasad Decreased appetite Decreased appetite
effects appeltite

© Sseizure reductions and ability to remain on treatment was demonstrated in all 5 participants

Griflin &, BRAIN 2017: 140; 653-883
A5 = glonic segures; FS = focal selzwes; BT = penarmlized fonic clonc salzures: MS = myockenic selzures; NGS = non-convulsive stae; 13
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Fenfluramine Approved for DS Associated Seizures, but
Removed from Market for Weight Loss in 1997 After Link to VHD

EeﬁfaralgiAellrcks sensitivity: potent 5-HT2b agonism implicated in cardiac side effects

Retrospective Analysis Fenfluramine Treatment in Dravet

Hesnt Dimzaze & Msws

j_a l in Da a e Fro Fen Phen Previous Echo Most Recent Echo (2016)
g g 1 an " i (5] 2012: slightly ihickened AML withoul Narmal
D rug? dysfunction, 2014: Normal
2 41 28 9 2015, trace mitral regurg: no valvular Ne vahndar hear! disease; mid LV
Study Shows Lingering Heart Valve Problems in Former Users of Bannad heart disease dysfunction (grade 1)
Obesity Drugs Fenfluramine and Dexfenfluramine 3 3 27 4 2010-2015: stable slight thickenad aortic  Stable slight thickenad aortic and
By Mirands Hilt and tricuspid leaves wiout dysfunction  tricuspid leaves w/out dysfunction
4 26 33 7 2013-2015: stable slight thickensd AML & Stable slighl thickenad AML +
tricuapid leaves wiout dysfunchon tricuapid leaves wiout dysfunction
Mavw. 5, 2008 -- Two banned obesity drugs may have lingering effects on the B 23 27 11 2014: slight thickened AML & tricuspid ~ Normal
s I wiout dysh {E]
heart, according 1o @ new study. eaves wiout dysfunction
3 28 20 7 Normal at all exams Trace mitral regurg
The study shows that heart valve prablems linked to the banned obesity 8 18 28 7 Mormal at all exams Trace mitral regurg
drugs fenfluramine andfor dexfenfluramine typically last years after stopping w2 24 7 2013; slight thickened AML wiout Trace mitral regurg
dyafunction 201482015, Mormal
those drugs.
11 20 18 (] 2010,2013 slight thickened AML wiout  Trace mitral regurg
dysfunction, 2014: Normal
12 9 42 L Mormal at all exams Naormal
A2 Schoonjars et al., Currenl Medical Resaarch and Opinion, 2017 VOL 33, ND- 10, 17751781




Limitations of FINTEPLA®

@ FINTEPLAis Non-Selective

FINTEPLA is a 5-HT2 agonist with activity on the 5-HT2b receptor
subtype, therefore, can cause off-target cardiovascular adverse events

o And Carries Fenfluramine’s Stigma

Black box warning and Risk Evaluation and Mitigation Strategy (REMS)
program requires echo before, during and after treatment

@ with a High Price

Average list price is high at 596,000/year and can reach up to
$180,000/year at higher doses

In comparison, Epidiolex at a significantly lower price $32,500/year, is
also approved for DS

ovibeaks NEK34232 5
fwp-contentiuploads/slies' ] 1420181 1 Endiciex-L egishalive-Fack-shaet_11-7-18 pd
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WARNING: VALVUT AR HEART DISEASE anl PULMONARY
ARTERIAL HYPERTENSION
e full preseriiing infarmation for completo Roed warming.

There s am sssoelatlon betwern serotosergie drups with
S-HTZB reocplnr agasdst acrivity, inehuiing fenflursmise (thr:
active ingrediest in FINTEPT.A), and vabeular heart disease
and pulmneary arierial hypertension. (3.1, 5.2)
Eachocardigrin assssimnils are cequined blore, during, and
allter trcatimeat with FINTEPLA, (2.1, 2.4, 51,521
FINTEPLA s availalsh onby fheough a resteieiod program
ealled e FINTEPLA REMS 45,5

Scrip &
e TN e

Zogenix Risks Fintepla Uptake With Dravet Drug's
High Price

Ly Msinly Juchaun
Woereany | M S T

Fumcubive Surmmnry

The average datarioe of 396000 per year lo thzee mes e coat of OW's competing drug Epldiolex,
Taur ogenilx |2 bereng ther che raducelon Sn salzures sean i cinten] wials will fuselfy the sxpanse.
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LP352 Designed to be a Next-Generation 5-HT2c with Greater
Selectivity and Specificity

Seratonin

Receptor Selectivity Selectivity MNoted
Subtype EC,, M Ki, M 2cvs 2b Zcvs 2a Side Effects
5-HT2c ~120 ~50 =200x >200x Headache, Nausea, Weight Loss
LP352 5HT2b  >1000  >10.000
5-HT2c 0
Supsragonit 5-HT2a  >1000  >10,000 % s 4
0 SR
8-HTZ2c Headache, N Weiaht L Ped e 6 ey
Meordexfenfluramine 124 T4 0 [l R TR o
(an active 5-HT2b 257 9.8 Valvular Heart Disease and
metabolite of Pulmanary Artarial Hypertension
i 1
fenfluramine) 5HTZa 1778 120.2 Insommnia
5-HT2c 39 13 11.3x% Tx Headache, Mausea, Weight Loss i
Lorcaserin® 5-HT2b 2380 147
5-HT2a 553 82 Insomnia

@ LP352 selectivity may limit off-target effects associated with currently available non-selective AEDs

f Third party siudy praviously commissicned by Arera, 2 BELVIG FDA approved presoibivg irformation 0802012
Mote: The abowa table &= lor illustratme parposes only and s nol & head-lo-head compariscn, Diferences exit balween In vim study designs and mathodalogiss, and caullon should be sxencised whan companing data Boross slsdias 16
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LP352 Ph 1 Trial — Favorable Safety, Tolerability,
Pharmacokinetics and Pharmacodynamics Observed

Randomized, double-blind, placebo-controlled, 4-part trial in healthy adult males and females (N=83)

Single ascending dose

Single-dose food
effect

(N=40)

Multiple ascending dose
Dose titration

(N=43)

Pharmacokinetics
+ Target plasma exposure (C;,) based on prolactin PK/PD
* No clinically meaningful effect of food on AUC, ;and C_,

Safety & Tolerability

+ Majority of AEs ware mild to moderata (most common was headache)

+ AEs generally consistent with expected CNS effects and expected effects of serolonergic drugs
* Mo SAEs reported

Pharmacokinetics
+ Central 5-HT2c receptor engagement demonstrated by dose- and exposure-dependent increases of prolactin
» Dose-dependent increases in exposure (G, and AUC, )

Safety & Tolerability
* Majority of AEs were mild to moderate (most common was headache)
« AEs generally consistent with expected CNS effects and expected effects of serotonergic drugs

* At the maximum planned dose, a single SAE of anxiety was reported two days after last dose of study drug and
subsequently resolved

@ Ph 1b/2a trial expected to initiate in Q1 2022
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LP352 Ph 1b/2a PACIFIC Study in Patients with DEEs

A double-blind, placebo-controlled

study to assess the safety, tolerability
and pharmacokinetics of LP352 and

Randomization &

Screening Maintenance*

Period Key Efficacy Signals:

5 Wks
' » Evaluate reduction in seizures
i Dose A—+ Dose B— Dose C ! Dose A i across a broad group of epilepsies
) ! DoseB 1 ;
| | DoseC i : ~ ldentify potential indications for
phvotal sudies
» Analyze concentration response to
understand dosing in different
seizure types and disorders
Basic Information: Key Inclusion Criteria: Key Exclusion Criteria:
Sites: ~25 sites in North America + Developmental and epileptic encephalopathies (several * Use of stiripentol, fenfluramine, &
Ages: = 18 to =65 years old with potential to add syndromes) with = 4 motar seizures per month in 3 mas. prior lorcaserin
adolescents at a future date to screening and = 4 motor seizures in the manth of screening

Initiating in Q1 2022; Expected Comp

* Maimananca Dosa of LPISZ (TID Dose A Dose B, Dosa C or placabo TID
** Upio a 18-day down-liirationaper pesicd (reducing dose every & days) depending on the kst maindenance dose 18
Pending feedback lrem regulatory egencies
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LP352 Summary

© O o0 O

Addressable and Clinical Trial and Real- Designed to be more Strong IP potentially out
unsatisfied orphan World Evidence supports selective and specific to 2041 in the U.S.
disease opportunity significant potential of than other 5-HT2c
5-HT2c aganism in agonists

managing refractory
seizure disorders

* LP352's potential for receptor selectivity and specificity position it as an attractive compound to evaluate for
the treatment of DEEs

* Completed Ph 1 SAD/MAD ftrials
*  Next steps: Ph 1b/2a trial expected to start Q1 2022
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LP143

Centrally Acting Full Agonist to the Cannabinoid
Type 2 (CB2) Receptor Targeting a Broad Range of
Neurodegenerative Diseases




LP143 Summary

Potential to Redefine Treatment of Neurodegenerative Diseases

CB2 Evidence in CNS Diseases:

Microglial cells are critical for neuron homeostasis - In
neurodegenerative disease, microglial cells activate
triggering a shift from neuroprotective to proinflammatory
phenotypes

Inflammatory processes in non-neuronal cells have shown to
play an important role in driving motor neuron degeneration

CB2 receptors primarily located on microglia, with some
expression in astrocytes and neurons

Preclinical data indicate that CB2 agonism has the potential
to restore the neuroprotective phenotype of microglial cells

Preclinical support exists for indications including:
- ALS - Longboard initial focus
- Alzheimer's
- Parkinson’s
Huntington's

LONGBOARD
PHARMACEUTICALS

LP143:

Designed to be a centrally acting full CE2 agonist with the
following preclinical observations and design features:

@ High brain-to-plasma ratio

© Demonstrated to be 1000x more selective for CB2 than CB1
in preclinical models; Selectivity for CB2 potentially reduces
risk of psychoactive effects and abuse liability

& High oral bioavailability

© Designed to internalize the CB2 receptor / no tachyphylaxis
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ALS is an Orphan Motor Neuron Disease with Poor Prognosis

Average time from diagnosis to paralysis and death from respiratory failure is 2-5 years

- Progressive neurodegenerative disease that affects 2015 ALS Prevalence (US)

upper and lower motor neurons (MNs)

+ Characterized by rapid progression of muscle wasting
and weakness. Patients typically present with weakness,
spasticity, cachexia, and/or slurred speech

4,774

+ Incidence 2 per 100,000 (most diagnosed 55-65 years)

+ US National ALS Registry identified 16.6K people living
with ALS, and 29K estimated in EU as of 2015

Number of Patients (thousands)

= Approved treatments provide limited benefit - No

significant benefit in survival curves 18-39 40-49 50-59 60-69 70-79 80+ Unknown
Age

Mahta P, Kaye W, Raymond J, st al Prevalence of Amyoirophic Latersl Seleraais —Unibed States, 2016 MMWWR Marh Merdsl Wiy Rep 2018,67:1285-1 250, DO Mipide doiorg!'1 0.1 5585 mmw r.mm@ 74647 Exlernal|
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+ Inflammatory processes in non-neuronal cells have
been shown to play an important role in driving
motor neuron degeneration

+ Studies of ALS animal models show that microglial
cells initially have a neuroprotective phenotype
that promote tissue repair and enhance motor
neuron survival in the early, slowly progressive
stages of the disease

At the later, more rapidly progressing disease
stage, microglial cells shift to a neurcinflammatory
phenotype that is toxic to motor neurons

Fizzo, F._ Riboid, G, Salani, &, ol ol. Call Mal. Lis Sai (2014) 71: 964, hitps:idei o0, 100720001 8-013-1460-4
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Neuroinflammation Mediated by Microglial Activation Plays an
Important Role in ALS Progression

ALS patient

3,
Hely LA T 0 T
Ly |
o Paaciies Firptocyise | Acivated Macrophages
Ty 14, -5 10 Lo |/ 4 Cism, e Do CORL LW
1o redree|

e s 0 1 T Toa
Ecwmcn grngreomn 1,3 » Ty

Cross-talk between motor neurons, astrocytes, and immune cells (including microglia,
T lymphocytes, and macrophages) in a healthy individual (a) and an ALS patient (b)
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monoacylglycerol lipase (MAGL) and Fatty Acid Amide Hydrolase (FAAH) enzymes (Fig 2)

Figure 1

CB2 immuneofiuorescence
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Figure 2

CB1 immunostaining
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Increased CB2 Receptor Expression in Brain of ALS Patients

Human ALS motor cortex — increase in CB2 receptors (Fig 1), but no changes in CB1 receptors or

CB1 immunoblot
Control MND

= i N 50 )Dp

Protein levels (% over controls)

150 5
s »,
100 i
“an t
50
a
Canbec MDD
aubjecis patients
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Increased CB2 Receptor Expression in Spinal Cord of ALS

Patients

ALS spinal cord (A-D)

@cB2Aas | 7 @cB2ALs THEIN

& m'*““"'}'- '.*.'

| 7%%

E‘ j’iﬁt# %Q{” ¢

©® cDes-ALS

Yiangou el al, 2008, hitps:idei ang 1011680147 1237 7-6-12

CB2 receptors are increased in lesion areas with microglial cells
(CD68 marker) (E-F)
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+ (CB2 activation has shown beneficial effects in Study Reviewed

animal models of ALS: Evidence
Supporting Use

— Reduced microglial mediated S CeRwekiae

LONGBOARD

PHARMACEUTICALS

Preclinical Data Indicate that CB2 Agonism Has the Potential to
Restore the Neuroprotective Phenotype of Microglial Cells

The spinal cord of ALS patients has been shown to present
motor neuron damage triggered by immune system's cells
(microglia‘/macrophages) that express increased levels of
the CB2 receptor. So all these data show how editing CB2-

; 2 : i to Treat ALS i i
neuroinflammation, excitotoxicity and mediated processes could change ALS progression gnd
. J F " how much the endocannabinoid system is potentially
oxidative cell damage p;?a e, involved in reducing neuroinflammation, excitotoxicity and
- ; s B oxidative cell damage.”
— Inhibited release of pro-inflammatory ;
cytokines _ -, PR——— MotaeHeursn
#9| ALS
. | NEWS TODAY - u
— Inhibited glutamate release Y b —\;f‘{f;
_}_f"’ (’: - D _’—/\;\_‘:‘"‘ﬁ
* Neuroinflammation has also been suppressed in ’-Ei'ﬂ:" il .
Alzheimer's animal models where it is :
associated with improvements in neuronal h
plasticity and memory
hisps:Nalsrew sioday com201 702028 can-can nabinaid s-te-a-pote nesal Ierspeutic-teokin-amyotrophic- steral-sciersisGiscoppoe and Mazzon 2018, nitps:iidel org 104103167 3-5374 197125
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Increased CB2 Receptor Expression in Experimental Model of ALS

(hSOD16%3A mice)

= Transgenic mice averexpressing human mutated SOD-1 enzyme
* Validated ALS model

Glutamatergic,
nEuron

Activated
microglia

Aclivated : ¥
astrocyte
Irfuslo;ﬁN In_:rlrl;lg ddéu_nage: |
of secration 3 L4 mitochondria, axonal transpaort,
Cylokines? 4}
of toic factors Nr;in i /.._ : ER siress, proteasome, etc.
Suparoxie? 8
Peroymitrita?
Oither towlc fzctors?
Mutant 30017

Muscle:
na cantribufion o =
metor neuren death—
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hSOD16%3A . Increase in CB2, but not CB1
receptors

Receptor mRWWe {Relative to ags-mahchg%ﬁﬁh

50 | G93A spinal cord (age in days)
14

50 | GB3A brain regions (120 old
an - 9 { any ) 5C = Spinal Cord
a BS = Brain Stem
k] CB = Cerebslium
20 o FB = Forebrain
10 b b B a a - ¥
o i
B BS CBE FE S0 BE CE FB

50| (GB3A spinal cord (120 day old)
40 i

@

n a
20
10 a o
o -
Cervical Lumbar Cearvical Lumbar

Shaemakar et al,, 2007, hipaidoiorp 1001111/ 1471-4 158 2008 04346 x; hitp:(fougehrigs umble comipest! 22701 45267 Vimutant-sod 1-caused-inlinsic-damage- o-motor
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CB2 Receptor was Upregulated and Treatment with CB2
Receptor Agonist Prolonged Survival in Model of ALS

CB2 receptor agonist AM1241 has demonstrated delayed loss of motor function and improved survival in an

experimental mouse model of ALS (hSOD1G93A)

Receptor mRNA Fold-Change
(Relative To Age-Matched WT-CE)

40 | CB2-mRNA [

CB1-mRNA

60 100 120

CB2 (not CE1) receptor mRNA is dramatically and selectively upregulated in spinal
cords of GY93A mice in a temporal pattern closely paralieling disease prograssion

Kim et al., 2006, hitps:\doiorp'10.101 64.2)phar 2006 05025, J Neurchem 2007 Apr 101(1):87-98 T0.11115.147 1-4153.2008 04346

Increased Survival and Delayed Loss of Motor

Function
1 B AM-1241 (3.0 mg/kg)
- [ vehicte-treated control
0.6 P < 0.0005"
0.4
0.2
0

1=
0 & 10 15 20 25 30 35 40 45 S0 55 60

Survival Interval
(Days After Symptom Onseat)

Treatment with the selective CB2 agonist AM - 1241, initated at symptom
onset, delays loss of molor funclion and improves survival of G934- S0D1
i
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LP143 Summary

CB2 pathway involved in Centrally acting full agonist of Selective CB2 receptor agonist
multiple neurcinflammatory the CB2 receptor with high brain delayed loss of motor function and
orphan disease state to plasma ratio and high oral improved survival in preclinical
opportunities including ALS bioavailability ALS model

LP143: Centrally acting CB2 agonist, has the potential to redefine multiple neurodegenerative diseases

Next steps: Ongoing preclinical & IND-enabling work, IND submission expected Q1 2022
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LP659

Centrally Acting Sphingosine-1-Phosphate (S1P)
Receptor Modulator Targeting a Range of
Neurodegenerative Diseases
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LP659 Potential to Redefine Treatment of Multiple Grievous,
Underserved Neurodegenerative Diseases
LP659

Neuron Microglia

+ 51P1, 51P2, 51P3 and S1P5 .
+ Reduced dendritic spine loss *

* Restored neuronal function -

+ Protection from excitotoxic death

.

\ 5%%

31P1, S1P2, S1P3 and S1P5
Reduced microglial activation
Enhanced microgliosis

Blood-brain Barrier

* Reduced

P :
__‘J'“‘ = leakiness
Oligodendrocyte —Q;-rﬂ’-if"“‘ i 5‘

- §1P1,S1P3ardS1PS | ) QAT
- Promotion of OPC . Er =l T
survival Pt f bl I'I i
/ L' |
= Effects on migration, f ? m
diffsrentiation and J,/ |
process dynamics / !
- Enhanced remyelination /f Astrocyte
- = 81P1, §1P2, S1P3and S1P5
Synapse * Inhibition of preinflammatory
- Pravention and reversal eylokine production
of synaptic defects « Stimulation of cell migration

* Inhibition of astrogliosis

Fnpolmed as a Treatmerd in Neursiogic Dissrders Beyond Mulliple Sclerosis

&

Ll

Designed to be a centrally acting S1P receptor modulator,
addressing a wide range of neurodegenerative diseases

High oral bioavailability with direct impact on CNS glial cell S1P
receptors

Rapid onset and offset of action

S1P1 selectivity with no impact on S1P2 or 3 in preclinical models

S1PRM Potential Indications and Rationale

31P1, 5 are expressed in the CNS across the microglial, neuran,
astrocyte and cligodendrocyte cells

S1P receptor modulation may play a role in various
neurodegenerative diseases including MS, Parkinson's, Rett
syndrome, Epilepsy, Huntington's, ALS, etc.

S1P receptor modulators have generated billions of dollars of
revenues in M3
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LP659 Favorable Efficacy and Safety Results Observed in
Preclinical MOG-EAE Model

+ MOG-EAE is a widely accepted model of Lymphocyte Reduction (PO, single dose) Mean disease score: MOG-EAE Model
demyelinating disease (ex. MS) (Lymphocytes (cells 10%ul)) {Prophylactic, n=12 mice/grp, PO, QD from day 3)
15 j [0 Wehicle 0 maikg 4 ; @ Uneated
B LPES9 0.3 malkg B 0.5% methyiceliulose
= Pretreatment of LPE59 reduced incidence and B LF659 1.0 malkg B oimpsLPEse
disease severity of MOG-EAE in murine it il oyl

model

* LP659 rapidly reduced circulating
lymphocytes, which returned to baseline after
clearance of LP659

o 20 40 80 80
Nominal Tima (hr)

+ No notable impact observed on heart rate,
mean arterial pressure or body temperature

Dose-dependent decrease in disease progression based upon clinical scoring (0-
(30 mglkg)

5) after disease induction

All PEIPD siudies in male Sprague-Dawley rats. Duta on file MOG-EAE. myeln cigodendrocyle glycopralem-niduced sxperimantal sulsimmure encepbatomyalitis; M3, multiple selemnsis
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LP659 Summary

Designed to provide centrally acting High brain to plasma ratio suggests Oral bicavailability with rapid onset
S1P receptor modulation, with no LP659 has the potential to address a and offset of action
impact on S1P2 or 3 wide range of neurodegenerative
diseases

+ LP659: Designed to be a centrally acting S1P receptor modulator with potential to transform the treatment of
numerous neurodegenerative diseases

+ Next steps: Ongoing preclinical & IND-enabling work, IND submission expected 2H 2022
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Financial Summary & Key Milestones

Financial Summary Completed and Expected Key Milestones

Cash, Cash Equivalents &

Ci te LP352 143 LP8!
Investments Strengthened Leadership Team Bl Corpors L L RE u 59
$112.6 million
As of Seplember 30, 2021

. Commenced MAD portion of Ph T study|
T ———  Commenced MAD porion of 1 1 stud
17.2 million Completed IPO ralsing ~584.6M

As of Novernber 2. 2021 Ph 1 MAD Data

YTD Sep-21 Operating Q4 2020 - H1 2021 H2 2021 Qi2022 Q22022 H2 2022
Expenses

$19.0 million

IND submission
+  R&D - 513.4 million
.
+  G&A - 55.6 million

initiate Ph 1h/2a study

* Inchudas woting ard nensvoting commean shiares cutstanding. as well as 346,450 shares that se subject b repurchase
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