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Item 7.01 Regulation FD Disclosure.

On February 27, 2023, Clene Inc. (the “Company”) released an updated corporate presentation (the “Corporate Presentation”) on its website,
invest.clene.com. A copy of the Corporate Presentation is furnished as Exhibit 99.1 to this Current Report on Form 8-K and is incorporated herein by
reference. The Company plans to use its website to disseminate future updates to the Corporate Presentation and may not file or furnish a Current Report
on Form 8-K alerting investors if the Corporate Presentation is updated.

The information furnished in this Item 7.01, including Exhibit 99.1, shall not be deemed to be “filed” for purposes of Section 18 of the Securities Exchange
Act of 1934 (the “Exchange Act”), as amended, or otherwise subject to the liabilities of that section, and shall not be deemed to be incorporated by
reference into any filing made by the Company under the Exchange Act or the Securities Act of 1933, as amended, regardless of any general incorporation
language in any such filings, except as shall be expressly set forth by specific reference in such a filing.

Item 9.01 Financial Statements and Exhibits.

(d) Exhibits

Exhibit

Number Exhibit Description
99.1 Corporate Presentation.
104 Cover Page Interactive Data File (formatted as Inline XBRL).




SIGNATURES

Pursuant to the requirements of the Securities Exchange Act of 1934, the registrant has duly caused this report to be signed on its behalf by the
undersigned, hereunto duly authorized.

CLENE INC.

Date: February 27, 2023 By: /s/ Robert Etherington

Robert Etherington
President and Chief Executive Officer
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Forward Looking Statements

This presentation containg “forwand-looking statements™ within the meaning ol Section 21E of the Securities Exchange Act of 1934, a3 amended, and Section 27A of the Securities Act of 1933, s
amended, which are intended to be covered by the “sale harbor™ arevisions created by those laws, Oere’s forwand-looking statements include, but ate nat Emited to, stalements regarding our
of gur management team's expectations, hopes, beliefs, intertions or strategies regacding owr future operations. In sdditicn, any statemnents that refer to projections, ferecasts or other
charactesizations of future evenits o circmatances, Including any underlying assumpticns, e forward looking statements. The words “anticipate,” “believe,” “contemplate,” “continee,”
“estimate,” “sxpect,” “intends,” “may,” “might,” “plan,” “pouible.” “potontial,” “predict,” “project,” “should,” “will," “would,” and similar sspressions may identify forward-looking statemants,
tmut the sbsence of these words does not mean that a satement is not forward-looking. These forward-looking statements represent our views a3 of the date of this presentation and irmolve a
number of judgments, e snd uncertainties. We anticipate that subsequent sventt and developrents will cause sur views 10 change. Wi wndertake na obiigation 1o update forward-loaking
statements 1o reflect events or creumstances after the date they were made, whether as a result of new information, future svents or atherwise, except as may be requiced under applicable
securities lwe. Accordingly, farward-looking statements shoubd not be relied upon ax reprasenting our viows as of asy whseguant date. Az 3 result of o number of known and enkprawn rigks and
uncartaimties, owr actual results or perdormance may be materially different from thowe sxpressed or implied by thess forward-looking statements. Some factors that could causs actual results to
differ include aur substantial dependence on the successiul commerclalization of cur drug candidates, I approved. in the future; our inability 1o malntaln the ling of our common stock on
Kasdag: our significant net lesses and net operating cath outflows: cur abllity to demardtrate the efficscy and safety of our deug candidates; the clinical results lor cur drag candidates, which
may red support further develapment or macketing appeaval; actions of regulatoey agencies, which ming affiect the initlation, tming and peogress of clinical tials and marketing approval; cur
ability to achiwse commescial sucoess for cur drug candidstes, if approved: oor ability to obtain and maintain protection of intellectus] property Tor our technology and drugs; our reliance on third
parties to conduct drug development, manufacturing and other services; our limited operating history and our ability to cbtain additional funding for operations and to complete the licensing or
development and commercialization of our drug candidates) the impasct of the COVID-19 pandemic on cur clinical development, commescial snd other coeratior, changes in applicabile laws o
regulations; the effects of inflatian; the effects of wtalfing and materials shartages; the possibility that we may be adversely affected by other seonoma:, bulineis, sndfor competitive facten; and
ciher risks and uncerainties set Tarth in *Risk Factors® in our most recent Annual Repart on Feern 10-5 and any subsequent Quarierly Repoets on Form 10-00 in addition, staterments thar “we
belisve™ and dmilar statemente reflact our beliefs and opinicns on the relevant subject. Thete statements are based upon information svallable to we as of the date of this presentation, and
while we belleve such Information larms a reasanable basls for such satements, usch information may be limited o incomplete, and our statements thould nat be read ta Indicate that we hawe
canducted an exhaustive inquiry Inta, or review of, all petentially available relevant information, Thess statements are inherently uncertain and you ane caustioned not 1o rely unduly upan these
satements, All infarmatian In this presentation (s as of the date of this presantation. The information contained in any webiite referenced harsin ls not, and thall net be desmed 1o be, pan of o
Incorporated into this presentation.
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Building the Clinical Case for Neuroprotection & Remyelination

"& RepairPD

,;‘ RepairMs

HEALEY ALS -f,";'l.l 4
Patiorm Tra | (] ) | @VISIONARY-MS

CNM-Au8 demonstrated CNM-Aus demon_stratr:d a CNM-AuB demonstrated
Siﬂﬁsﬁtallyslgmﬂmnt >90% reduction in risk of neurological improvement in
'suwiwai:-bunaﬁt:'nf-m death or permanently stable relapsing MS
decrensed riﬁé-bf d'eaﬂ'i assisted ventilation for the 30 as an adjunct to

Established brain targe
engagement in early PD
and stable relapsing M5

patients : mg dose at 24 weeks immunomodulatory DMTs

CNM-AuB8 Therapeutic

Proprietary Nanotherapeutic Manufacturing

strong IP: 150+ granted patents PLUS Trade Secrets
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Neurodegenerative Diseases Share A Common Mechanism:
A Decline In The Brain’s Ability To Produce Energy

Brain Energy Potential
Declines With Normal Aging
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~0.5% NAD'/NADH unit decline per decade
(=013 mV units per year by *'P-MRS Imaging)
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Specific Neuronal Populations Are Vulnerable to Energetic Failure

PARKINSON"S DISEASE
Dopaminergic Neurond

MULTIFLE
SCLEROSIS
FRONTOTEMPORAL Axenal Degeneration

DEMENTIA
pindle Neurans

HUNTINGTON"S DNSEASE

Medlum Splay Neurans

AMYOTROPHIC
LATERAL SCLEROSIS

Energetic impairments in the CNS both pre-dispose and drive

progression in neurodegenerative di
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CNM-Au8® | Pioneering A New Drug Class To Improve Cellular Energy
Production And Utilization

CNM-AuB Mechanistic Effects Improved Energy Production and
Nanocrystals Utilization
Clean Surfaced, Highly Faceted
e o I Increased NAD

1 Increased ATP

o | | ===
Y ) = = =
% . —
o, [ II == =i |
} Decreased reactive e —
oxygen species A j.-

CHM-Aul
Nanocrystal
Suspension

T Increased proteostasis

By targeting energy metabolism, CNM-Au8 may protect neuronal health
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Significant Global Opportunity for Treatment in Combination with

Standard of Care

Motor Neuron
Disease s

e[| ) 3"] "

IHUs & EY By 2028

f Current drugs ane Largily

| @5 ||-...|f|.:_l-.._ mioitly genetic
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Multiple
Sclerosis (MS)
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Parkinsons
Disease (PD)
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r Ho dissase-modifying
i_ﬂ treatmants avallable, only

! symptom-largeted options

n OF DOPAMINERGIC
NEUROMS ARE LOST
u AT DIAGHNOSIS!

Urgent unmet need to develop neuroprotective treatment to support cells’ energetic efficiency

and resilience
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Two REPAIR Trials Demonstrated Target Brain Engagement and Improved Energy
Metabolism in Early Parkinson’s and Stable Relapsing MS

Results demonstrated a potentially meaningful 10% improvement in

NAD+/NADH ratio, an essential molecule for energy production?
Study Objective: to demonstrate target

engagement for CNM-AuB on CNS
biomarkers related to energetic effects in

et : 1" Endpoint (insegrates PD & M5 Exploratory
the brain using Magnetic Resonance [ATP Maemalieatan]
Spectroscopy (M'P-MRS)
MPMRS Change In Brain NAD*NADH Ratio st End of Treatment REPAIR integratod Anabysis
Parial Vokomes Coll. Rt of BAD'INADH (% Fracton of KAD' % Fracson NADH] HpMRS Change In S-ATP at End of Troatment
Primary Endpoint, Mewn = SEM {Pained 1est) Full viokurre Coll P Sigral Aen (iniegmi)
- Expulesviteany Eraiooddl, Prtanl (% | Chargs vi. Rasaling Wals
Mean change = 0.5491 (10.4%) Ll |
: = o= O
% RE‘DE‘]W' — Roagression (A}

Early Parkinson's Disease T a & REPAR-PD, =13

‘= il- 1 t ™1 " # REPAIRMES netf
=-® RepairMs .

i = L

Stable Relapsing MS E ‘v

-
T T T T
h Hepair M . aé 03 wr !;.f? T
: N-’\n-{--: tive Progrossive MS i, & &
o8 4
A= 071
! Rasaiing Wi+ (et o Ta) B
- 4 Bsialing Peak Ams
M P o

—_— —— » cLene




v

g'.}., RESCUE Encouraging Efficacy Signals in Phase 2 Trial

17 & 2° Endpoints

n . Rescua-ALS Primary & Sscondary Endpaints
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2% Rescuer - CNM-Au8 Improved Patient Function, QOL, and Slowed ALS
- > &
Disease Progression

Phase 2 Study: 36-Week Placebo-Control Treatment Period 1:1 Randomization (Active 30 mg: Placebo); N=45 enrclled with early
ALS
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Leng-Term Survival (All-Cause Mortality): Originally Randomized Active vs. Placebo
Interirn Analyses (14-July-2022). ITT Population, All Subjects from Randomization
{Long wiithdrenwats)

4 RESCUE

T =

Probability of Survival
39

Demonstrated Significant Impact on Long-Term Survival 60%
Decreased Risk of Death through 120 weeks

-terrm vital status including all study

Hazand Raticc 0408 L

O5% Wad Ct 0177 10 0,044
Log-rank, p= 0039

Early CNM-AuS treatment demonstrated a
significant survival benefit:

Follow-up of active compared tao initial
placebo randomization”

* B0% decreased risk of death

*3.month delayed treatment start [ex-placebo) or no treatment

Tirne 1o all-chuse marality Smongst pirinants onginally rardomized o CHM-AE cormpared i
participants originally randomized to placobo through at ksast 12-manths following the last patient
Bact wisit [14-Juby-2022). Vital status and dabte of desth (a3 applicablle) were captured Tor all subjects
wAthgrawn from the study, Lost-to-Ralige-up (acthve, n=3; placobo, A=l) fensonid i of the date of
last study contact. All OLE ex-placebo CRM-ALS tramsitioned participants within the placeba group.
AN pistent scthe OLE subjscts are right cenicded a4 of 14-lubp-30230.
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HEALEY ALS
Platform Trial

A Multi-center, Randomized Double-Blind, Placebo-Controlled
Clinical Trial Assessing the Efficacy, Safety, Tolerability,
Pharmacokinetics, and Pharmacodynamics of CNM-Au8 in
Participants with Amyotrophic Lateral Sclerosis

Registration Study: 24-Week Treatment Period (2:1 randomization, 120 active [30mg, 60mg]: 40 placebo)

REEMING

L

— ) {) — —{") —{)- = {7 = _.- —) 5
Regimen A i } l-!.'.‘i
i End of study or Open Label Extension {up to 52 weaks)
i O O e e -
Regimen B w50
— - O—) O O - -
Regimen C (CNM-AuUB) -0y 0
S Y O el e 2 o o i o i i
Regimen D =
— =0—0 o O -
Weighted Average of
Change in Slope l:haptnu:.?1 & * CAFS (Joint-Rank)
ALSFRS-R slope oo p LI - Slow Vital Capacity
adjusted by mortality Weighting based on * Survival (Death + PAV)

# of Mortality Events
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HEALEY ALS

Survival Signal | >90% Reduced Risk of Death with 30mg Platform Trial

CNM-AuS Regimen Only (RGC)

Shared Flacebo Acrass Regimens
CHM-Aut 30mg Survival | Adjusted Cox Proportional Hazard

CHM-Auf 30mg Survival | Adjusted Cox Proportional Hazard
Full Analysis Set (Al Shared Placebo, Regimens A, B, C, D) Efficary Regimen Only Sel (Within Regirmen Anabysis)
% Hazand Reduction al Week 24 % Hazard Reduction at Week 24
{1 - Hazard Ratio, 85% Confidence Interval) (1 - Hazard Rata, 85% Conlidence Inlensal)
. Fn combat oy '_ Fluie cm-lF':inw-p
%, Decreass %, Decreass
Death or Daath . Daath or Daath
eanr Pa4 OFnie" | cimmoan | *
Death % Decraasa Daath 4%, Decreass
Mowa 1 R e 2 ara | ' b B
25 H P 50 75 100 25 o 2% 50 15 100

% Risk Rsduciion {1 - Hamnd Rato)

% Risk Redustion |1 - Harsed Raba)
PAY = Permanantly Assisted Ventiation; Prespecified covariate acjustmants include: (I} time from syrrptom onset, (§) pre-baseline ALSFRS-R slope, [H() riluzcle use, [Iv] edaravons use, [v) age. Everts {platmba v
p CLene

active).. p-valued wie nal adpated Tor multiple comparions; ssploranory analyiss by dole

Ko evidence for treatment effect at 24 weeks for either adjusted ALSFRS-R change, CAFS, or SWC {combined 30 & 60 mg doses)
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CNM-Au8 Has Demonstrated ALS Survival Benefit at 30 mg Dose
in Two Phase 2 Studies

4
>

Long-Torm Survival (Al-Cause Mortalityl: Originally Randomized Actie ve. Placebo

60% decreased risk of

death through 120
weeks

Inlarem Analysis (14-July-2022), ITT Population, ANl Subjects from Randomization

[Lang-tmrm Wil sialus incluging Al shudy withdrieals]

HEALEY ALS
Platform Trial

>90% risk reduction of

death at 30mg at 24 weeks

CHM-AUS 30mg | Adjusted Cox Proportional Hazard Ratio
%

Risk Reduction al Week 24

{1 - Adjusled Hazard Ratio, 85% Confidence Inferval)
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Healey ALS Platform Safety Summary

* Occurrence of TEAEs were balanced between CNM-Au8 and placebo

* No SAEs were assessed as related to CNM-Au8

All Shared Regimen CNM-Au8 CNM-Au8
Treatment Emergent Placebo Placebo 30 mg 60 mg
Adverse Events (TEAEs) (36) (%) (58] (%)
Participants with Any TEAE 90% 93% I 92% 93%
Participants with Related TEAEs 39% 34% 29% 43%
Participants with SAE 9% 17% 10% 16%
Participants with Related SAEs 1% 2% 0% 0%
Participants Withdrawn due to TEAE 1% 1% 1% 1%

All Shared Placebe (n=164 placebo from Regimens A, B, C, D); Regimen placebs [n=41) includes anly concurrent randamization within Regimen C [{CNM-ALE)
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@VISIONARY-MS Core Design Elements

Phase 2 Study: 48-Week Placebo-Control Treatment Period 2:1 Randomization (Active [15mg, 30 mg): Placebo)

1 WEEH WEEK WEEK WEEH WEEK WEEMN WEEM WEEK
5:: reening D;G - 12 18 24 30 42
O 0O 0
oO—+/0O0 0 —@ O @ O @ O @
e

EOS
* Enrolled stable relapsing remitting MS participants with chronic optic neuropathy on background DMTs

* n=73 of 150 planned [~50%) study ended prematurely due to COVID-19 pandemic enrollment challenges
* Pre-specified statistical threshold set at p=0.10

* CNM-AuB Open Label Extension (OLE) for original active and placebo continues for up-to-96 weeks

Change in Low
Contrast Letter Acuity

Change in modified MS
Functional Compaosite
{mMSFC)

1:!

SHPT SDMT TISPWT
15
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Baseline Demographics and Study Analysis

* All participants diagnosed with stable relapsing remitting MS with chronic optic neuropathy

* 92% treated with background DMTs (inc 53% monoclonal antibodies, 32% oral)
* Modified ITT [(mITT) Analysis Population

Baseline Value

mean (sd)

CNM-AuB 15 mg
(n=24)

CNM-AuB 30 mg
(n=25)

Placebo
{n=24)

All Participants
[n=73)

8.4

(10.2)

9.6
(7.6)

38.1
(8.3)

33.7
(8.6)

(B3%)

51
(F0%)

24
(96%)

22
(92%)

69
(95%)

Weight
(kg

78.0
{17.1)

78.6
(17.3)

83.0
(23.3)

79.9
(19.3)

EDSS

Cemrn
2L0re

1.83
(1.3)

1.50
(1.1)

1.85
(1.4)

1.75
(1.5}

(3.9)

5.5
(4.3)

@VISIONARY-MS

Months Since

Relapse

53
(57)

Y,
(35)

57
(38)

49
(45)
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CNM-Au8 Demonstrated Vision and Global
Neurological Improvement in Stable MS patients on DMTs

LS4sean Change from Baseline

(Cormect LCLA Letiers)

A g zo VK
Significantly Improved Vision vmez
Change In Low Contrast Letter Acuity (LCLA)
LECLA Change in the Affacted Eye
miTT, LS Maan = SEM
- Weak 48 LS-Msan Differsnce = 3.13
5% Cl = 008 1o 633
p= 0.056
'e
*
-
F L
i
- ———al o l T
. e el H : e — .l
1 1?2 B + 1
Weoks
i {Post-Rancamizatian) 1
2- -* Placebo

Global neurological clinical improvement was driven by cognition, manual dexterity,

latter acuity

@VISIONARY-MS
[+
Global Neurological &
Improvement 2 )\
Al 5

Change in modified M5 Functional Compaosite {mMSFC)

LCLA sffectedYallow, BHPT dominantinan-dominant, SDMT, T25FW

s §miTT Population, LS Mean = SEM)
Wipak 48 LS-Waun Difforence = 0.28
e 5% Ol = 0.05 o 051
p= 0OVET
i§ *
*
x - -
Ei €37
J 5 = -' |
£ 01 ____}____‘_..----—---..______
____'_.----"“ ]
anpes - - - T
o 2 E % an
At e CHM-AE Weaks
g (Post-Randomization]

and low contrast
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@®VISIONARY-MS

VISIONARY-MS Measures of Axonal Integrity

1. Visual Evoked Potentials (VEP) 2. Advanced MRI Techniques

Multi-focal Amplitude and Latency Changes Diffusion Tensor Imaging (DT} changes

Fractional Anisotropy Brain Diffusivity

CEF

What Happens in the Visual System Happens
Throughout the MS Brain

- — p CLene




CNM-Au8 Improved Signal in the Visual Pathway

Increased Amplitude
(Signal Strength)

From the Eye to the Brain's
Visual Cortex

@VISIONARY-MS

mf-VEP Mean Amplitude Percent (%) Change
ITT Population, LS Mean = SEM, Segments Mested by Participant

e VEP Affected Eye VEP Feliow Eye
'Wh 48 LS-Mean Differance = 6.1 Wi 48 LS-Mean Difference = 8.7
% Cl=-06W012.7 95% Cla 3110163
64 p= 0.0730 p= 0.0047
H i i
i 54 s = ¢+ CoAs
Eg A 1 1 o
L] -r-n.- T - T L
Ea (1] 12 24 ko Al
p= =gl Pt
54 7 CHM-Aull Affected Eve i Baoth Eyes
# Pacsbo Affectad Eye
- ChM-Aul Fellow Eye Week 48 VEP Both Eyes

=10

#- Piacsbo Fellow Eye

{Post-Randomaation)

LS-Mean Difference = 7.9

95% Cl= 1410 144
p= 00184

VEP Affacted Eye Dafined as Longast Latency at Baselina

Increased VEP amplitude is associated with improved axonal integrity; provides evidence that previously impaired

neurons can contribute to information signaling after treatment
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CNM-Au8 Preserved White Matter Integrity Throughout the  @VISIONARY-MS
Brain

Preserved Whaole Brain White Matter Integrity Consistent Effect Across All Brain Regions
Diffulon Tensor Imaging | Fractional Anlsotropy (FA) Change Diffusion Tensor maging | Fractienal Anisotropy (FA)
Wheole Brain (Cerebrum}) Woek 48 Chargo fom Blasoline
ITT Population, LS Mean a SEM T 1, LS haman D = 5EM
[T Farvors Plameio Fovors CNM-Aug
Witk £8 LS Moan Diference = 00029 - L
Ly 95% © = 0,008 1o 00054 ! & & B Covatnn
£ = 00199 |
0001
e Eorstenl Wik Matier
i‘? 0003+ —— - 1 . | & Fh Whie
E 0 ‘1:---—-—-_-___3¢_ - 3 a |
§ﬂ' 0001 M“"-.‘_\_ - : P
gi 2002+ ' e l
e (R W [ FA_Dotic Raciation
2,000~ -~ |
g ¥ |
Wersening
AT - A — [ FA_Optc Radiation MAWM
2,008 -
Preservation of white matter integrity associated with
decreased cognitive and functional decline in MS patients
— p CLene




SIOMNARY-MS

Summary | Consistent Paraclinical Evidence of Neuroprotective Effect
Favoring CNM-Au8 Treatment

Metric Significance Key Findings Implications
F& within total Cerebral White Matter p = 0.0E05
Diffusion Tensor Neur tion and servation
ot mprovments o sort gy 2T et
EIng Fawithin the whole brain {Cerebrum] p=0.0199 and neuronal structure across the 'l Bty

measure of Fractional associated with decreased

; brain AT : :
Anisotropy (FA) cognitive and functional decline
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Critical unmet need in M5 for treatments that protect neuronal function independently of

immunomodulation to decrease disease progression
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VISIONARY-MS Safety Summary

@VISIONARY-MS

CNM-Au8 treatment was safe and well-tolerated

- Treatment emergent adverse events (TEAEs) were transient and predominantly
mild-to-moderate

- Mo dose limiting adverse events; no related serious adverse events

Treatment Emergent Adverse Events

CNM-Aug CNM-AuB
(TEAES) Placebo 15 mg
number (%) number (%)
Subjects with any TEAE 22 (92%) 21 (88%) 25 [100%)
Subjects with SAE 2 (8%) 1 {4%) 2 (8%)
Subjects with Related TEAEs 2 [8%) 2 (B%) 5 (20%)
Subjects Discontinued due to TEAE 1 (4%) 1 (4%)

Placebo SAEs: (1} Lantige maligna melanema, (2] pregnancy; CNM-AUB 15mg SAEs: | 1] Pneumonia, bacleremis [staph aureus), endocarditis; CHM-AuE
30 SAES: (1) Ketamine infusion for pain and paracetamol overdose; (2] deap vain thrombosis (6-manths post-discontinuation)
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CNM-Au8 Consistently Favors Treatment of MS Progression @VISIONARY-MS
Independent of an Immunomodulatory Effect

"l N
Significant * MS patients continue to progress with increasing cognitive and functional
Opportunity deficits accumulating even while receiving disease-modifying therapies—a
significant unmet medical need
\ A
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: * Significant improvements in clinical outcomes, brain structure, and visual system
. A
Gl ::fu Itcs""":ai on top of immunomodulatory standard of care therapy
* Paraclinical MRI and VEP improvements support clinical benefits, consistently
favoring CNM-Aug
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Global Phase 3 * Phase 2 VISIONARY-MS safety and efficacy results support advancement to
MS Trial Phase 3
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Over 400 Years of Subject Exposure Without
Identified Safety Signals Across ALS, MS, and PD

Patient Exposure Across
ALS, MS & PD

Well Tolerated
Adverse Event (AE) Profile

Clean Toxicology
Findings

All Animal Toxicology Studies Assessed
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¥ Exposure Without

No-Adverse Effect Level (NOAEL Moderate Severit
OAGVErSE BlEchLENREINDAE ) YRty Identified Safety Signals
and Transient

Findings

* Long-term dosing experience up to
175 weeks

* Mo SAEs related to CNM-AuB considered
severe, life-threatening, or resulting in

death
* AEs transient and predominantly mild-

to-moderate severity

* Multiple species up to 9-months

treatment
* Up to maximum feasible dosing
without any toxicology findings related

to CNM-AuS
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Growing Body of Evidence for CNM-Au8°®

Disease o2l 2022 2023 Milestones Key Findings
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Evidence Supports CNM-Au8 Therapeutic Potential to Treat
Neurodegenerative Diseases

Strong IP:

150+

patents on
nanotherapeutic
platform

wentin M5
on adjunctive
DMT standard of care

inate! & protect
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