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Item 7.01 Regulation FD Disclosure.

On March 6, 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: March 6, 2023 By: /s/ Robert Etherington

Robert Etherington
President and Chief Executive Officer
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Forward Looking Statements

This presentation contains “orward-Socking statements” within the meaning of Section 21E of the Secuities Cchange Act of 1934, a3 amended, and Section 274 ol the Securities A of 1933, as
amendsd, which are intended tobe covered by the “safe harkar” prosisions oreated by those laws. Clena's forward-laoking statements indlude, but are rat limited ta, statements regarding owr
oF oUr Mandgement team’s expectations, hapas, beliefs, intentions ar strategies regarding cur future operations. In additian, any statements that refer to projections, forecasts ar other
characterizations of future events or creumsanies, including any anderlying assumprtions, are ferward-lockicg statements, The words “anticipate,” “believe,” “conternplate,” “antinue,”
“estimate,” “eapect,” “intends,” “may,” “might.” “plan,” “possible,” “potential,” “predict,” “project,” “should,” “will,” “wauld,” and similar expressiars may identify forward-locking statements,
bist tha abseres of these words does net moan that a statement is net forward-loaking, These forward lockirg statements reprosent aur weows as of the date of this presentation and invelue
number ol judgrments, risks and uncertainties. We anticipate that subsequert events and developments will cause our views to change, We undertake ne oblipation to update foeward-leoking
statemenss to reflect everds or circumstances after the date they weres made, whethesr as = result of new information, future evenss or otherwise, sxcept as may be required urder applicable
securities laws, Aacardingly, forward-locking sanements shauld nat be relied upan a3 representing aur views as af any subsequert date, As b residy of & rumber of kaswn and unknewn risks ard
urcertainties, our actual resdfts or perfarmance mey be materially diferent from those sspressed or implied by these forward-looking statements. Some Factors that could cause actual results ta
differ include cur substantial dependence on the suceessful commercialization of our drug candidates, IF approved, Imthe future; cur inability ta maintain the listing of cur comman stock on
Hasdag; our significant nat lasses and ret aperating cash cutflows; sur ability te demanstrate the officacy and safaty of cur drug candidates; the linical rosults for aur drug candidates, which
mey nok support further develooment or marketing approval; actions of regulatory agencies, which may affect the initiation, timéng and progress of diinical trials and marketing approsal; our
ability to achiewe cammerncial success for cur drug candidates, if approsed; owr ability te obtain and maintain protection of intellectual praperty for awr technodogy and drugs: our reliance on third
parties to cenduct drag development, manufactaring ard cther services; cur limitad aperating Wistery and our ability o obtain additional fundirg for cperatices and 1o comglate the Beersing ar
dewelopment and commerdalication of our drug candidates; the impact of the COVID-19 pandemic on sur dinical development, commescial and sther operations; charges inapplicable laws ar
regulatians; the effacts of nflation; the effects of staffing and materials shartages; the possibility that we may be adversely affected by ather econemic, business, andlar competitive factors; and
otbsar risks nd uncartainties w2 larth in "Risk Factors™ in aur madt recent Aanual Rapart on Form 10-K and ary subsequent, Quaredy Reparts om Form 10-00 In sddition, statements that "wea
beliewe™ and similar statements reflect our beliefs and opinions on the relevant subject. These statements are based upon information seailable to us 25 of the date of this presentation, and
while we believe such information foemns a reasonable basis for such statements, such information may be limited ar incomplete, and aur statements shauld not be read ta indicate that we have
conducted an exhaustive inguiry inta, or review of, all patantially availahlo relevant information, These satements ane inkharantly urcartain and vou are cautionad not to rely undaly spoen thess
statements. Al informatian in this presentation is as of the date of this presentation. The irformation contained in any website referenced herein is net, and shall net be deemed to be, part of ar
incerparated ino this presentatian




Building the Clinical Case for Neuroprotection & Remyelination

%@ RepairPD TR AN
1% e U1 HEALEY ALS L
RESCUE! . | LS [ Y

«®RepairMs W H,,{I 3 el \Ifll

CNM-AuB demonstrated
statistically significant
survival benefit of 60%
decreased risk of death

through 120 wks

Established brain target =G -eduction in risk of

en ment in early PD death or permanently :
nd stable rel

patients

ventilation for the :

Proprietary Nanotherapeutic Manufacturing

Strong IF: 150+ pranted patents PLUS Trade Secrets

| @VISIONARY-MS

CMM-Au8 demonstrated global
neurological improvement in
stable relapsing MS as an
adjunct to immunomodulatory
DM Ts

herapeutic

» GLEnNe




Neurodegenerative Diseases Share A Common Mechanism:
A Decline In The Brain’s Ability To Produce Energy

Brain Energy Potential Specific Neuronal Populations Are Vulnerable to Energetic Failure

Declines With Normal Aging
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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
MNanocrystals

Utilization
Clean Surfaced, Highly Faceted

J
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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 Multiple Parkinson’s
Disease ST Sclerosis (MS) Dlsease (PD)
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Urgent unmet need to develop neuroprotective treatment to support cells” energetic efficiency and
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Two REPAIR Trials Demonstrated Target Brain Engagement and Improved Energy
Metabolism in Early Parkinson’s and Stable Relapsing MS

Study Ohjective: to demonstrate target
engagement for CNM-AUE on CNS
blomarkers related to energetic effects In
the

1 using Magnetic Resonance
oscopy (P-MRS)

Results demonstrated a potentially meaningful 10% improvement in

NAD+/NADH ratio, an essential molecule for energy production®
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Study Objective: Detect
preservation of motor
neuran function in people
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Encouraging Efficacy Signals in Phase 2 Trial
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£ RESCUEX ¢

Time to ALS Clinical Worsening

CNM-Au8 Improved Patient Function, QOL, and Slowed

Phase 2 Study: 36-Week Placebo-Control Treatment Period 1:1 Randomization (Active 30 mg: Placebo); M=45 enrolled with early

ALS

Proportion with <6
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ALS Specific Q0L

ALS Clinical Worsening
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\ RESCUE' | = OLE | Preserved ALSFRS-R Functional Decline

4
s

Early CNM-Aug Treatment Impacts Long-Term Function Compared to Original Placebo
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* CNM-AuB preserved functional decline: ALSFRS-R of 2.6 points at 48 weeks compared to placebo
* Early CNM-Aug treatment preserved long-term ALSFRS-R score by 6.0 points vs. OLE original placebo
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£ RESCUE

Probability Event Free

OLE | Decreased ALS Time to Clinical Worsening

Rescue-ALS QOLE Disease Progression Events
Proportion Event Free by Study Visit (14-July-2022 Data Cut)

Kaplan-Meier Analyses

Hazardratio= 0478
a5y, Wald Cl = 0225t01.015
Log-rank, p=  (.0434

L=y
e
- >
. 1 Open Label Period
T T T T T T T T T T 1
o 12 24 3 48 6 72 84 9% 108 120

Weeks
{Post-Rardomization)

= Oiginal GMNM-AuB
== Original Placsbo

The risk of ALS clinical worsening was

decreased ~50% for CNM-Au& compared
to placebo in OLE up-to-120 weeks

Clinical worsening svents included:

= Death,

* Tracheastomy,

= Need for non-imasive ventilatory support, or
= Gastrostomy {feeding) tube placement.

p CLene




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

Long-Term Survival (All-Cause Mortality): Originally Randomized Active vs. Placebo
Infarim Analysis {14-Juby-2022), ITT Population, Al Subjects fram Randomization
ILeng-tarm vited status including all study withdrawals)

Early CNM-AuUS treatment demonstrated a
significant survival benefit:

= Follow-up of active compared to initial
placebo randomization”

* G0% decreased risk of death

Probability of Survival

i *3-month delayed treatment start (ex-placebo) or no treatment
L]
30+ i
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A Multi-center, Randomized Double-Blind, Placebo-Controlled

HEALEY ALS Clinical Trial Assessing the Efficacy, Safety, Tolerability,
Platform Trial Pharmacokinetics, and Pharmacodynamics of CNM-Au8 in
Participants with Amyotrophic Lateral Sclerosis

Registration Study: 24-Week Treatment Period (3:1 randomization, 120 active [30mg, 60mg): 40 placebo)
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HEALEY ALS

Survival Signal | >90% Reduced Risk of Death with 30mg Pitform Tre

Shared Placebo Across Regimens

CHM-AUE 30mg Survival | Adjusted Cox Propertional Hazard
Full Analysis Sed (All Shared Placebs, Regrmens A& B, C, D)

e Hazard Raduction at Week 24
(1 - Hazard Ratio, 95% Confdance Intanval)
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% Risk Reduction {1 - Hazard Rado)

CHNM-AUS Regimen Only (Regimean C)

CHM-AuS 30mg Survival | Adjusted Cox Proporionsl Hazard
Efficay Regimen Only Set (Within Reginan Anatysiz)
4% Hazard Reduclion at Week 24
{1 - Hazard Ralio, 95% Corfidence Interva)
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:nm:l..p walues ane not adjeted for multiple compansons) exgpicratany analyses by dose.

No evidence for treatrment affect at 24 weeks for either adjusted ALSFRS-R change, CAFS, or SWC (combined 30 & 60 mg dases)
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CNM-Au8 Has Demonstrated ALS Survival Benefit at 30 mg Dose
in Two Phase 2 Studies

4
54 RESCUE

Long-Tenm Survival [All-Cause MartaBtyl: Originally Randomized Active ve, Placsba
Intgrin Arelysa (Td-July-2022). ITT Pogulatien, Al Subjects rem Randomization
[Lang-bermn wital status including all study withcranais)

60% decreased risk of HEALEY ALS

Platform Trial

>90% risk reduction of

death through 120
weeks

death at 24 weeks

CHM-Aul 30mg | Adjusted Cox Proportional Hazard Ratio
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HEALEY ALS Platform Safety Summary

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

* Mo SAEs were assessed as related to CNM-AuB

All Shared
Treatment Emergent Placebo
Adverse Events (TEAEs) (2]
Participants with Any TEAE 0%
Participants with Related TEAEs 39%
Participants with SAE 9%
Participants with Related SAEs 1%
Participants Withdrawn due to TEAE 7%

Regimen
Placebo

(%)
93%
34%
17%

2%

7%

CNM-Aus

7%

CHM-AuS

7%

All Shared Placebo (n=1%4 placebao from Regimens &, B, C, [; Regimen placeba {n=41] incledes only concurrent randomization within Regimen © [CNM-AuZ)
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@VISIONARY-MS Core Design Elements

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

{ WEEK WEEK WEEK WEEK WEEK WEEK WEEK WEEK
Wi W9 8 12 18 24 30 36 42 48
oO—+—0-O0 @ O @ O @ O &
Day

EQS
* Enrolled stable relapsing remitting M35 participants with chronic optic neuropathy on background DMTs

* n=73 of 150 planned (~50%) study ended prematurely dua to COVID-1% pandemic enrollment challenges
* Pre-specified statistical threshold set at p=0.10

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

i Change in Low Change in modified M5
1 Contrast Letter Acuity ' Functional Compaosite

(mMSFC)

; ; H SHFT SDMT
— 17
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Baseline Demographics and Study Analysis

* All participants diagnosed with stable relapsing remitting M5 with chronic optic neuropathy

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

Baseline Value
meamn {sd]

CNM-AuB 15 mg
(m=24)

CNM-AUB 30 mg

[n=25)

Placebo

(n=24)

All Participants

(n=73)

n, ==

Female

20
{83

51
{70%)]

Race
n, (%)

White

23
{96%)

24
(96%)

22
(92%)

a9
[95%)

Weight

kgl

78.0
(17.1)

78.6
(17.3)

83.0
(23.3)

79.9
(19.3)

EDES
Score
1.83
{1.3)

1.50
1.1)

1.85
(1.4)

1.75
(1.5

Years from

D

6.5
(5.0)

3.4
[3.3)

6.6
(3.7)

5.5
(4.3)

@VISIONARY-MS

hMonths Since
Relapse

53
(57)

37
i25)

57
(38)

439
(45)
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CNM-Au8 Demonstrated Vision and Global

Neurological Improvement in Stable MS patients on DMTs

Significantly Improved Vision

Change in Low Contrast Letter Acuity (LCLA)

LCLA Change in the Affacted Eye

miTT, LS Maan = SEM

GZDVHK

@VISIONARY-MS
Global Meurological .?. _' '
Improvement ’ ;
at /i\ &

Change in medified M5 Functional Composite (mMSFC)

LELA affectedTeliow, SHPT dominant nan-domirant, SDMT, T2SRAW
[mITT Pegulation, LS Mean = SEM)

P

i Waak A8 LS-Miean Differenca = 0,28

Wieak 43 L5-Mean Difarance = 313 il 95% Cl = 0.06 to 0.51
95% Cl = -0.08 |o 8.33 p= 00197
B p= 0056 i
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Global neuralogical clinical improvement was driven by cognition, manual dexterity,
letter acuity
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VISIONARY-MS Measures of Axonal Integrity

Visual Evoked Potentials (VEP)

Multi-focal Amplitude and Latency Changes

Vil Coes

What Happens in the Visual System Happens
Throughout the MS Brain

a0

@VISIONARY-MS

Advanced MR Technigues

Diffusion Tensor Imaging (0TI} changes

Fractional Anisatropy

L5F

Brain Diffusivity
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1
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@VISIONARY-MS

CNM-Au8 Improved Information Signal in the Visual Pathway

mi-VEP Mean Amplitude Percent (5] Change
ITT Population, LS Mean + SEM, Segments Mested by Participant

15 VEPAMected Eye VEP Fallow Eye
W'k 48 LS-Maan Diffarence = 6.1 Wik 48 L5-Mean Differance = 5.7
95% Cl=-0610127 958 Cl= 3.1 10 16,3
o p= 0.0730 o= 0.0047
Increased Amplitude E ‘ 1 -
i —] o G-
(Signal Strength) E 5 i s 11 i
From the Eye to the Brain's Y.
. . N T T
visual Cortex 2z el P
':;' “—t=-—ce—-ws @ O Placeba
B T O Affescled Eye Bath Eyas
& Placeba Alfeched Epa '
& CMM-ALSE Falow Epa Vieek 48 VEP Goth Eyes
0= & Flacabo Fellow Eye L5-Mean Differance = 7.9
Wooks 95% Cl= 140144
[Post-Fandomization) p= 0,0154

VEP fiffecied Eye Defined as Langest Lalency at Baseline

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

neurons can contribute to information signaling after treatment

» CLene




CNM-Au8 Preserved White Matter Integrity Throughout the  @visioNARY-MS
Brain

Preserved Whole Brain White Matter Integrity Consistent EFfect Across All Brain Regions
Diffuion Tensor Imaging | Fractional Anisotropy (FA) Change Diffusion Tensor IF ay (FA}
Whole Brain (Cerebrum) Vilgak 48 Charga from Baseling
ITT Popilation, LS Mean = SEM ITT Pogulatizn, LS Mean Differenca = SEM
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Ll 5% Cl = 00088 I 00054 PR
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Summary | Consistent Paraclinical Evidence of Neuroprotective Effects
Favoring CNM-Au8 Treatment

Paraclinical Paraclinical Measure

Significance

Key Findings Implications

3

Endpoint L5 Mean Change - Week 48

Fii weithin the whale brain {Cerebrum)
Diffusion Tensor

Irmaging (OTI)
measure of Fractional
Anisatropy {FA)

FA within tegal Cerebral White Magger

FA within total Cerebral Hormal Appearing Whits Matter

Amplitude percent change scrods both eves

Fulti-facal Visual
Evoked Potential {mf-
VEP|

Amglitude percent change In the most affected eye at baseline:

Amplitude percent chanpe in the keast affected eye at basaline

p = L0194

p= 0.0805

p =082

pw LOLRY

p = L0730

p = 000E7

Irmprovemants of Meurcprotection and presandation

axanal integrity and ol white matter integrity
nieuronal structure associated with decreased
acrass the brain copnitive and functional decling
Improved infarmation Meuronal preservation and
signal along the visual  improved information signal from
pathway praviausly impaired neurans

Critical unmet need in MS for treatments that protect neuronal function independently of

immunomodulation to decrease disease progression
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VISIONARY-MS Safety Summary

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 CHM-Au8
(TEAEs) Placebo 30 mg
number () mib number [%)
Subjects with any TEAE 22 (92%) 21 (88%) 25 (100%)
Subjects with SAE 2(8%) 1 (49%) 2 (8%)
Subjects with Related TEAEs 2 (8%) 2 (8%) 5 [20%)
Subjects Discontinued due to TEAE 1{4%%) 1 (4%}

Placebo SAEs: (1) Lentigo maligna melanoma, (2) pregnancy; CHM-Aul 15mg SAEs: (1) Pneumonia, bacteremia (staph aureus), endocarditis;
20mg SAEs: (1] Ketaming infusion for pain and paracetamol overdose; (2} deep vein thrambosis (B-months pest-discontineation)

FI
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CNM-Au8 is Consistently Favored for Treatment of MS @VISIONARY-MS
Progression Independent of an Immunomodulatory Effect

r B
Significant M5 patients continue to progress with increasing cognitive and functional
Opportunity deficits accumulating even while receiving disease-modifying therapies—a
significant unmet medical need F
= g

* Significant improvements in clinical outcomes, brain structure, and visual system

CNM-Au8® Clinical on top of immunomodulatory standard of care therapy

AT

* Paraclinical MRI and VEP improvements support clinical benefits, consistently
favoring CNM-AUSB

X J
-
Global Phase 3 * Phase 2 VISIONARY-MS safety and efficacy results support advancement to
MS Trial Phase 3
P,
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Over 400 Years of Subject Exposure Without
Identified Safety Signals Across ALS, MS, and PD

Well Tolerated Patient Exposure Across

Clean Toxicology
Adverse Event (AE) Profile ALS, MS & PD

Findings

All Animal Toxi Studies
S llT S as Prpdo:i‘:iI;Zde Mild-to Gver O earsiorpubiect
=kt = L = HES= 0
v Exposure Without

Mo-Adverse Effect Level (NOAEL) Moderate Severity e tii=d saieby s lenals

Findings and Transient

* No SAEs related to CNM-AuS considered * Long-term dosing experience up to

severe, |ife-threatening, or resulting in 175 weeks

death
* AFs transient and predominantly mild-

* Multiple species up to 3-months
treatment

* Up to maximum feasible desing
without any toxicology findings related

to CNM-AUS to-moderate severity
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Growing Body of Evidence for CNM-Au8’

Disease 2021 2022 023 Milestanes Key Findings
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Evidence Supports CNM-Au8 Therapeutic Potential to Treat
Neurodegenerative Diseases

CNM-Au8®

Strang IP:

150+

patents on
nanotherapeutic
platform

HEALEY ALS

Platform Trial
>90% decreasad rizk
of death with 30 mg in

"Incledescash andinvestmeents as of Septemizer 30, 2022 of 18,304 + 51080 Kosermiar 2022 registened direct oflering = 55.00 December 2027 loan with the Maryland Gegan of Housing
snd Community Davalepmant
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