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Item 7.01 Regulation FD Disclosure.

In connection with the press release discussed under Item 8.01 in this Current Report on Form 8-K, on January 8, 2024, 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 8.01 Other Events.
On January 8, 2024, the Company issued a press release announcing significant improvement in vision and cognition with CNM-Au8® treatment in the
VISIONARY-MS trial long-term open label extension. A copy of the press release is filed as Exhibit 99.2 to this Current Report on Form 8-K and is

incorporated herein by reference.

Item 9.01 Financial Statements and Exhibits.

(d) Exhibits
1&5{‘:&; Exhibit Description
99.1 Corporate Presentation.
99.2 Press Release, dated January 8, 2024, announcing significant improvement in vision and cognition with CNM-AuS8 treatment in VISIONARY-
MS trial long-term open label extension.
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: January 8, 2024 By: /s/ Robert Etherington
Robert Etherington

President and Chief Executive Officer
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Forward Looking Statements

This presentation containg “forward-looking statements” within the meaning of Section Z1E of the Securities Exchange act of 1934, as amended, and Section 274 of the Securities Act of 1933, as
amended, which are intended to be covered by the “safe harbor” provisions ereated by those laws. Clene's forward-looking stetements include, but are not limited 1o, statements regarding cur
of our management team’s axpectations, hopes, beliefs, intentions or strategies regarding our future operationd. In addition, any staternents that refer to projections, forecasts or other
characterizations of future events of circumstances, including any underlying assumptions, are forward-looking statements. The words “anticipate,” “believe,” “tonternplate,” “continue,”

may,” “might,” “plan,” “possible,” “potential” “predict,” “project,” “should,” “will,” “would,” and similar sxpressions may identify forward-looking statements,

but the absence of thews words doss not mean that a statement is not forward-looking. These forward-looking statements repressnt our views as of the date of this presentation and imalve a

a x @

“estimatbe,” “expect,” “intends,
number of judgments, fsks and uncertainties. We anticipate that subsequent events and developrments will cause our views to change. We undertake no obligation to update forward-looking
staternents to reflect events or cireumstances after the date they were made, whether as a result of new infarmation, future events of atherwise, except as may be required under applicable
securities laws. Accordingly, forward-looking statements should not be relied wpon as representing our views as of any subsequent date. As a result of a number of known and unknown risks and
uncertainties, our actual results or performance may be materially different from those expressed or implied by these forward-locking statements. Some factars that could cause actual results to
differ include our substantial dependence on the successful commercialization of our drug candidates, if approved, in the future; our inability to maintain the listing of cur common stock on
Nasdag; our significant net losses and net operating cash outflows; our ability to demonstrate the efficacy and safety of our drug candidates; the clinical results for our drug candidates, which
may not support further developmaent or marketing approval; actions of regulatory agencies, which may affect the initiation, timing and progress of clinical trials and marketing approval; cur
ability to achieve commarcal success for our drug candidates, it approved; our ability to obtain and maintain protection of intellectual property for 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 obtain additional funding for operations and to complete the licensing or
deveiopment and commercialization of our drug candidates; the impact of the COVID-19 pandemic on our cinical development, commercial and other operations; changes in applicable laws or
regulations; the effects of inflation; the effects of staffing and materials shortages; the possibility that wa may be adversely affected by other economic, business, andfor competitive factors; and
other risks and uncartainties sat forth in *Risk Factors” in aur most recant Annual Repart en Form 10-K and any subsequent Ouarterly Reperts on Ferm 10-C1, In addition, statements that "we
belirve” and similar statemants reflect our beliets and opiniens on the relevant subject, These statements are based wpon information avallable to us as of the date of this presentation, and
while we believe such information forms a reasonable basis for such statements, such information may be limited or incomplete, and our statements should not be read to indicate that we have
conducted an exhaustive inguiry into, or review of, all potentially available relevant information. These statements are inherently uncertain and you are cautioned not to rely unduly upan thess
statements, All information in this presentation is as of the date of this presentation, The information contained in any website referenced herain iz not, and shall not be deemed to be, part of or
incorporated into this presentation
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Focused on Improving Mitochondrial Health and Protecting
Neuronal Function

to Treat Neurodegenerative Diseases

THE PROBLEM

* The World Health Organization predicts

neurodegenarative diseases will become the second-
most prevalent cause of death within the next 20

WEArs.
A therapeutic breakthrough s urgently needed

In neuredegenerative diseases, impaired mitochondrial
activity and compromised cellular metabolism can
lead to neuronal death

A

A NEW APPROACH

* Clene is pioneering catalytic nanotherapeutics to treat
neurodegenerative diseases, such as amyotrophic lateral
sclerosis, Parkinson's disease and multiple sclerosis.

* Ey targeting the improvement of mitochondrial function
via the nicotinarmide adenine dinucleotide pathway,
Clene’s first-in-class drug, CNM-AuB, is pioneering a new
way to restore and protect neuranal function.

p CLene




Building the Clinical Case for Neuroprotection & Remyelination

"-{':'L r:%
HEALEY ALS I 4 ™
Platform Trial Ll;.: ( = RESCUE | If
I b

@VISIONARY-MS = i

Growing Body of Clinical Evidence Across ALS and MS Supports CNM-Au8 Therapeutic Potential to
Treat Neurodegenerative Diseases

Proprietary Manotherapeutic Manufacturing
Strong IP: 150+ granted patents PLUS Trade Secrets




All Neurodegenerative Diseases Involve Neuronal Death

AMYOTROPHIC
LATERAL
SCLERDSIS DEATH, INDEPENDENT OF SUBTYPE

' *7"""-— Motor Neurons

FRONTOTEMPORAL
DEMENTIA
Spindle Neurons

HUNTINGTON'S
DISEASE
Medium Spiny
MNeurons

PARKINSDMNS DISEASE

— Dopaminergic Neurons

NEUROMAL DEGENERATION

MULTIPLE SCLEROQSIS
Axonal Degeneration
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Hallmarks of Neuronal Death Converge on Mitochondrial Dysfunction and NAD+
Pathway Deficits

REVIEW ARTICL | FOCUS

Q ‘ Dving neurons exhibit hallmarks that

CONVERGE... Converging pathways in neurodegeneration,
‘from genetics to mechanisms
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CNM-Au8® | Surface Catalysis Improves Mitochondrial Function

MITOCHONDRIAL NEURONAL SURVIVAL
FUNCTION AND FUNCTION

CNM-Aug
Manocrystal

Catalysi
Rt atalysis o QCLEF\E

|
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Over 500 Years of Subject Exposure Without
Identified Safety Signals Across ALS, MS, and PD

Clean Toxicology Well Tolerated Patient Exposure Across
Findings Adverse Event (AE) Profile ALS, MS & PD
All Animal Toxicology Studies Assessed
S EU : ; Over 500 Years of Subject
Resulted in as Predominantly Mild-to- Eirse WItHOME
No-Adverse Effect Level (NOAEL) Moderate Severity pﬂ _ +
. . Identified Safety Signals
Findings and Transient
* Multiple species up to 9-maonths * No SAEs related to CNM-Aug considered * Long-term dosing experience aver 4
treatment severe, life-threatening, or resulting in years
death

* Up to maximum feasible dosing

without any toxicology findings related * AEs transient/mild-to-moderate severity

to CNM-Au8 (Gl/Headache)

I
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Two REPAIR Trials Demonstrated Target Brain Engagement and Improved Energy
Metabolism in Early PD and Stable Relapsing MS

Results demonstrated a potentially meaningful 10% improvement in

NAD+/MNADH ratio, an essential molecule for energy production®

Study Objective: Demonstrate target
engagement & Blood-Brain penetration for

CNM-AuB on CNS biomarkers related to 1" Endpoint (inegrated 70 & MS)? Exploratory
energetic effects in the brain using Magnetic [ATP Mormalization)
Resonance Spectroscopy (*'P-MRS) ¥P_MRS Change in Brain NAD®INADH Ratic at End of Treatment REPAIR Anal
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Promising Evidence from Two Phase 2 Trials and Long-Term Data
CNM-Au8 Demonstrated Survival, Delayed Clinical Worsening, and Preserved Function

ALS Patient
Demographics

Duration

Survival

Delayed Time to Clinical
Worsening

Preserved Function
{ALSFRS-R)

Progression Biomarkers

5% RESCUE

RESCLIE-ALS

Early-to-Mid-5tage
{45}

36-weeks

p75 trend

RESCUE-OLE
Early-to-Mid-5tage

Up to 173 weeks

4
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HEALEY ALS
Platferm Trial

HEALEY ALS Platform

Mid-to-Late-Stage
{161 Regimen C}

24-weeks

=

[~ A

HEALEY OLE
Real-Waorld
Mid-to-Late-Stage Experience
1256)

Up to 133 weeks Over 4.0 years
B rro-acT |
Pending data

10 2024 Mot routinely
collected
[~ AR

Consistent Evidence for CNM-AuB 30mg Dose Across Broad ALS Patient Population
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CNM-Au8 | Clinical Worsening Concordant in Two Phase 2 Trials
Evidence for Decreased Clinical Worsening Events Across Two Phase 2 Studies

Phase 2 HEALEY ALS Platform CNM-AuB 20mg

Decreased Time to Clinical Worsening

Time to ALS Clinical Worsening P i i i cmﬂﬂ% =50
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CNM-Au8 | ALS Survival at 30mg Concordant in Two Phase 2 Trials
# 4 RESCUE

Up to 75% decreased risk of death through 168 wee

Unadjusted Survival

Cross-Over Adjusted Survival

HEALEY ALS
Platform Trial

=90% risk reduction of death at

30mg at 24 weeks

Survival During Blinded Period
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% RESCUE/ | 5 Improved Exploratory Endpoints: Patient Function, QOL, and Slowed
<@ B " i ;
Time to ALS Clinical Worsening

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

Proportion with <6 ALS Specific QOL

ALS Clinical Worsening *
point decline

ALIFRE-R E-point Dacline Respondar ALS Spscific Quality of Life-Shor For Total Boona Tima fo ALS Clinkcal Worsaning
{Prepeition Fae fnom @ 6 poirt decine) Fired Qénurence of Dealh, Tracheosiomy, Assiloed Verdialon, o Feeding Tube
MﬁEmEMmﬂ T Population (41 Randomizad), Kapian Mer Esimats
(TR .

g E 754 “L__L _____
Lo
1 7= 00| F 1
% ] !
i &4 g :
. i
£
0 25 Hazoed Fatip = 0250 i
] - ChikAuf 3mg 06N Wk 1 = L1408 - DENE
g iy o ra{ = R |
a4 — -
12 P ® H ” 2 =
Fharha Wesks
B CHA Al g e | Ha. At Risk ) {Pos-Rasdomizabor)
[ Plamebo in=22)
CHWhl = n 18
Plassbo: &2 18 1 1

Primary endpoint was not significant (Motor Unit Index Change at Week 36)

— 11

' Wucic es al. ECInicaiedicine. 2023 Jun B/60: 102036,

s p CLene

* A& chnkal worssning defned as |1 Death, §1) Tracheosinesy, [F) kon-inseshe ssnifation, of fv) Feeding iube




4b
A RESCUE

_.O._\

)

% < , Tracheostomy

e

(*)

>,

Death

MNon-lnvasive
Ventilation

Feeding Tube

Placement

OLE | 52% Reduced Risk of ALS Clinical Worsening

ALS Clinical Worsening Events
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52% decrease in
risk of ALS clinical
worsening for

CNM-Au8
compared to
placebo in OLE up
to 168 weeks
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with QLE withdrawal, as applicable
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45
&% RESCUE

Up to 19.3 Month Survival Benefit vs. Original Placebo

Unadjusted Survival Difference: 10.1 Months

00— |

Overall Survival (A-Cause Mortality)

RESCLE-ALS (24-manth LPLY data cut), ITT Population (n=45)
P . Zals

Evenit Froa, Kaplan-Meier
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Cross-Over Adjusted Survival Difference: 19.3 Months

Cross-Over Adjusted Analysis of Survival
RESCUE-ALS (24-manth LPLY data cut), ITT Population (1=45)
RPSTFM, Proportion Event Free, Kapian-bMeier Analyses
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CHNM-ALB Observed Surnvival vs. PRO-ACT Matched Placebo Controls

T

4 RESCUE

Long-Term Survival Benefit Compared to Historical Matched PRO-ACT

Placebo Controls

RESCUE-ALS Long-Term Survival

g

Probability of Survival
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T
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| Buwanls: Active 12123 vi. Placeba: 85722
Log-rank, p-value = 0L157
Covariste adj. HR = 0.300 {95% C1: 0.085 - 0.792)

Covariate adjusted, pvalue = 0,030

At Risk (n)
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Placebo: 322
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CNM-AuB treatment demonstrated a significant
survival benefit:

+  70% decreased risk of death

* Follow-up of active compared to matched
placebo from PRO-ACT

PRO-ACT contains approgimately 12,000 patient records from maltiple completed dinical trials.

Time to all-cause mortality amaongst particdpants ofginally randomized to CNM-AUR compared to
propensity matched placebo controls desived from the PRO-ACT database (n=322). Covariates
included: Gnset Age, Sex, B4, Pre-Treatment ALSFRS-R Slope [Defta-F3), ALSFRS-R Total Score,
Vinal Capaity |% predicted|, and Diagnastic Delay (Covariates selected by minimizing AICC)

Propensity matching s a statistical technigue used to find the chosest like-to-lke placaba patients
for comparison beyond the 36-waek blinded pariod
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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

24-Week Treatment Period (3:1 randomization, 120 active [30mg, 60mg]: 40 placebao)
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Survival Signal | >90% Reduced Risk of Death B

with CNM-Au8 30mg

Shared Placebo Across Regimens CNM-AuB Regimen Only (Regimen C)

CNM-AuB 30mg Survival | Adjusted Cox Proportional Hazard

CNM-Au8 30mg Survival | Adjusted Cox Proportional Hazard
Full Analysis Set (Al Shared Placebo, Regimens A, B, G, D) Efficay Regimen Only Set (Within Regimen Analysis)
o Hazard Reduclion al Week 24 % Hazard Reduction at Wesk 24
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Delayed Time to ALS Clinical Worsening
CNM-Au8 30mg | Within Regimen Analysis (Primary Model)

Probability Event Free

100 1
| R |
1]
P -
I  S—
0 - I L i
— b
i ]
-i--- e b
80 %,
‘I
Events: Active 8/58 va. Plc, 7041
60 Log-rank, p-valug = 0.581
i Unadjusted Coe HR = 0.725
Risk Adjusted Cox HR = 0.261
20— CNM-AuB (30mg) Covariate Adjusted p-value = 0,035
== Placsbo
0 T T T T T T T T T T T
] 4 iz 16 20 KL
Weeks
{Post-Randomization)

Time to Clinical Worsening | CNM-Au8 30mg
First Occurence of Death, PAV, Tracheostomy or Feeding Tube
HEALEY ALS Platform Trial | Kaplan-Meier Estimate
Regimen C Population, Efficacy Regimen Only
ChHM-Au8 30mg vs. Placebo (n=99)

HEALEY ALS
Platform Trial

Prespecified covariate risk
adjustments includad: {i) time from
symptom onset, (il) pre-baseline
ALSFRS-R slope, (i) riluzole use, (iv)
adaravone use, and [v) age.
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Significant Biomarker Plasma NfL Difference

HEALEY ALS
Platform Trial

CNM-Au8 vs. Placebo | All RGC Participants During Double-Blind Period

Plasma NfL
RGC Within Regimen Analyls | Quanterix 4NPA
All RCG (n=161); Difference of LS Means on Ln Scale (SE)

Diflarence of LS Means on Ln Scale (SE) = -0.010 (0.048}; p= 0.040

™,
I=

—?. = r - T T v .
T P 3 o
o
<7F Placebo
Woeks
{Post-Aandomization) - CNM-AUB (Al

o Basaline

L5 Geomatric Mean Ratio

1.15+

1.0+

1.05

Plasma NfL
Baseline NiL = Median
RGC Within Regimen Analyis | Quanterix 4NPA
Past Hoc (n=79); Differance of LS Means on Ln Scale {SE)

I +B.7%
i T
ISR : .

b B 12 2

l—— I
< = Y 1

Winaks Tk Placebs
{Post-Randomization]

€ CNM-ALE (A1)

MMAM log NFL by group, contrast model; prespecified covariates included: (i) pre-treatment ALSFRS-K slope (delta-F5), (i) months from symptom onset, (i) use of

riluzole, (iv) use of edaravone; (v} covariate by visit interaction, [vi) treatment by visit interaction
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Continued Long Term Plasma NfL Decline in the OLE HEALEY L2
76-Weeks post baseline MMRM (CNM-Au8 30mg)

CNM-Au8 30mg Plasma NfL Geometric Mean Change
RGC Within Regimen Analyis | Long Term Extension | Quanterix 4NPA
Al Evaluable with Baseline, n=09; LS Geometric Mean Difference = SEM

Week 76 LS Difference of LS Mean on Ln Scale (SE) = -0.1730 (0.078); p= 0.023

1175 =
1.125 -[- e —_
T B _J‘ ______ -7 T L #10.3%
| #T o -0
i g 1075 - ]
g ;lgr 1 1
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0 0925 — | 0w
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0.BTS o i
- - L B e >
LE25 - Double-Bind i ‘Open-Label Extension
€ CRM-RuS 30mg Cowvarlates included: (i) months from symptoem
-Cr Placebo onset, (i) pratreatment ALSFRE-R slope, (i}
Nates: background riluzole, liv) background edaravane,
1 Al vigits graphed with n = 10 participant daia. Mixed madel repeat measures [MMRM].
2 MMRM analysis uses LS means to account for migsing data.
o e a5 j‘bCLEHE
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Validation of NfL Association with Clinical Outcomes
Post Hoc | Clinical Worsening Event (Average Events per Patient per Group)

Clinical Worsening Events Frequency is Associated with Higher Baseline

148

MWFL Levels (by Quartile)

ALS Chinical Worsening Events by NfL Cuartile
MmPodMMdm#P.EBCUE# HEALEY CHM-Aull 30mg and Placsbo
Al Farticipanis \W4th Baseline L Sampies, n=144
Clirdcal Weersaning Events Inchada: (f) Dasth, (i} Trachacstong.
i} Fessrting Tube Placement, and [iv) Inkiaiion of Assisled

e
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NfL Respon

der Analyses in Participants with a NfL Decline of =5% (Post-
Baseline) Demonstrated Greater Treatment Effect

ALS Clinical Worsening Events by ML Quartile In NfL Responders
Dafined as = 5% ML Decline Past-Basaeling]

[Responders
Poaf Hov Pooled Anabyees of RESCUE + HEALEY CiAu8 Mimg ard Placebo, n=i3
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Long-Term Survival | Propensity Matched Placebo
PRO-ACT Placebo Matching vs. Regimen C CNM-Au8 30mg

L 33

Baseline Values
Mean (SD) or Percent (%)

HEALEY Regimen C

CHM

PRO-ACT Placebo

HEALEY ALS
Platform Trial

Integrated Meta-Analysis

Matches (i}
{n=322)

Onset Age 55.4 (10.4) 555 (11.0) 554 (11.1)
Sex (Male, %) 56% 62% 563
BMI (kg/m?) 274 (5.3) 268.5 (4.9) 27.2 (s.2)
ALSFRS-R (Total Score) 34.5 (5.8) 377 (5.5) 35.7 (6.3)
Delta-FSs (Pre-treatment slope) 0.77 (0.58) 0.75 (0.50) 0.76 (0.57)
Vital Capacity (% predicted) 74.4 (16.0) 89.2 (17.0) 773 (17.1)
Diagnostic Delay (months) 9.8(5.2) 8.8(5.2) 10,6 (6.1)
Site of Onset (Bulbar, %) 17% 20% 21%
Riluzole Treatment (%) 76% 98% B2%
Source(s): Diata on File, Cene Manomedicing, inc, (Table 14,1.4,1.1 Pocled vs. FAOACT, Table 14.1.4,1.2 Healey vs. PROACT)
Notes: Vital capacity reparted as VG or PYC based on individual study characteristics.
Propensity matching is a statistical tactinique used to find the dasest like-to-like placeba patients for comparisan beyond the 24-week Blinded perisd

[ata on Fle, e Manomedcne, Inc.

PRO-ACT Placebo Matches
(i)
(n=322)

55.0(11.4)
65%
26.6 (5.0}
37.9 (5.5}
0.74 (051)
89.3 (16.9)
8.9(5.4)
20%
98%
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Long-Term Survival | Propensity Matched Placebo
PRO-ACT Placebo vs. CNM-Au8 30mg

CMM-AUB 30mg HEALEY CNM-Au8 30mg Integrated Meta-Analysis
HEALEY-ALS Platform Long-Term Survival Integrated Meta-Analysis of CNM-AuB 30mg Long-Term Survival
CNM-AUB 30mg Observed Survival vs. PRO-ACT Matched Placebo Controls RESCUE-ALS + HEALEY ALS Platform Trial
CHM-AuE 30mg Observed Survival vs, PRO-ACT Malched Placsbe Controls
T — ML e
H‘"‘—.. g | e T by Platform Tral
o0 - oy, T
L a0 L .
W, B Sy, ey b
w “‘-,__\_:‘—L. o “‘n-“q . Gt RESCUE
'I_. L --.____"
70 (S —— il IL..""Ih_m_ .
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Evants: Active 20058 ve. Placabo: 617322
Log-rank, prvalue = 0115

it Log-rark, pualus = (044
COnA a0 FRCS 1010 {0 I (170l - L067) Cowarale adj. HR = 0406 (5% CI: 0.220 - 0.749)
Coraniate agjusted, palue = 0046 —= CNM-AUB 30mg

Cowariate adjusted) pvalue = 0.004 |
~~ PRO-ACT Matched Placsbo —~ PRO-ACT Malched Placebo " = !

Ewants: Active 2782 vs. Placebo: 65322

Probability of Survival
]
Prababliity of Survival
£

&
1

1 T T T T T T T o T T T T T T T
12 B 3 4 60 2 B4 o 1 24 % Il 50 72 ]
Weooks Wk
At Risk [n) (Paosl-Randomizaticn} At Risk {1} |Post- Feandernization )
Acive: 58 L 58 3 55 52 48 5 Active: 82 82 81 8 T4 ] &2 a8
Placsbe: 322 37 1] 247 237 158 18 0 Pacebo: 322 7 3 2 =51 163 7 o
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Phase 2 HEALEY Platform Long-Term Survival

Unadjusted Survival (Delayed Start)
{~90% cross-over to active at Week 24)
u Owverall Survival | HEALEY Within

Regiman
HEALEY Regimen G Long-Term Follow-Us, CNM-AUE 30 g v, Placeke, fe100
Proportion Event Free, Kaplan-Mear Analyses

HEALEY ALS
Platform Trial

RPSFTM Cross-Over Adjusted Survival

Cross-Owver Adjusted Analysis of Survival | HEALEY Within Regimen
Praspacified Rank Preserving Structural Fallure Time Modal (RPSFTWV)

HEALEY Ragimen © Long-Tamm Follow-Up, CM-AU8 30 mg va. Placaba, n=100
100= Progortion Evant Free, Kaplan-Sdaier Analyses
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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)

Screening DO WEEE* WEEK WEEK WEEK WEEK
i |

WEEK WEEK WEEK
1 12 8 24 30 36 42 48
' O 0O e
O—++-0-0 $ O S O & O ®
Day EOS
* Enrolled stable relapsing remitting MS participants with chronic optic neuropathy on background DMTs
* 92% treated with background DMTs {inc 53% monoclonal antibodies, 32% aral)
* n=73 of 150 planned {~50%) study ended prematurely due to COVID-19 pandemic enroliment challenges
* Modified ITT (mITT) Analysis Population; Pre-specified statistical threshold set at p=0.10
* CNM-Au8 Open Label Extension [OLE) for original active and placebo continued for up-to-96 weeks
& Change in Low Change in modified M5
1 Contrast Letter Acuity Functional Composite (mMSFC)
OZDVK [#] Z‘Eﬁuu K
SYHGC Z N
VHOMNO v..h—:c
NYyDDOK

HEe v e

9HPT SDMT T25FWT

2 EE
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CNM-Au8 Demonstrated Vision and Global

@VISIONARY-MS

Neurological Improvement in Stable MS patients on DMTs

LS-Mean Change from Baseline
(Comect LCLA Lettars)

17

Significantly Improved Vision

Change in Low Contrast Letter Acuity (LCLA)

LCLA Changes in the Affected Eye
miTT, LS Mean + SEM

" Week 48 LS-Mean Diflerence = 3.13
95% Cl = 00810633
p = 0.066
-
-
-
s ]
FE -
-
|t
’ 1 7 = —
|

L5-Maan Changs from Basaling

Global Neurological

Improvement

Change in modified MS Functional Composite (mMSFC)

(E-Dernain Mean Z-Soons)

LA sffectedfaliow, SHFT dominantnon-dominant, SOMT, T25F
(mITT Popuiation, LS Mean + SEM)

0.6
ek 48 LS-Mean Differenca = 028
054 95% C1= 005 to 051
p= 00187
D4
-
» l‘
0.3
0.2 o
_-""-_-_ _____ T
PP . - - .
o 12 24 36 )
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Long-Term LCLA Improvement in LTE Participants

Low Contrast Letter Acuity

Original Active

Longitudinal LCLA | Change from Baseline (Total Cormect, Both Eyes) | Al Active
In LTE Participants Originally Randomized to CHM-AUB (n=35), mITT Population

LS Mean = SEM, Change from Baseling (Preliminary)

12.65 1
- i
- | Double-Biing
g haicd i
ii 10.04 | Irprovemeri
] e ,,»0'--..¢ i
i [ A1 —
§ ey 4
E | 3 Y P
i
EE 5.0 ;“ g Y
N !
9 a5+ /|
1/ " Oipens Labed Paricd {CHM-Aull Wmg)
0 1 8 2 9 120 144
Weahs

28

LGLA Total Correct Letiers {Bath Eyes)

LS Mean Ghanga from Basalina

Lo

@VISIONARY-MS

Original Placebo

ngitudinal LCLA | Change from Baseline (Total Correct, Both Eyes)

In LTE Participants Oviginally Randomized to Placebo (n=11), mITT Population

1285

LS Mean = SEM, Change from Baseling (Preliminary)

e
Daubie-Blind
1 Period
10,04
@ I proaemEnl
. s
T.54 o \ﬁ
1 ! A
5.0 o
| _.f" I
/ \ -9 |,
2.5+ o
/ -]
4 /7 - - + = L
Fi 1 Open Label Period (CHM-Au8 J0mg)
'Er‘ ¥ T T T T T T
o FL ] L] Tz L] L] 144

Weeks
(Fast-Randomization)

MMRM aceounts for missing deta; sl visits with = §0% participant values ana graphed.

Data on Fie, Jdene Kasomedicine, nc

TP j‘bCLEﬂe




@VISIONARY-MS

Long-Term SDMT Improvement in LTE Participants
Symbol Digit Modality Test | Working Memory & Cognition

Original Active (CNM-Au8) Original Placebo
Longitudinal SOMT | Change from Basalina (Tetal Scora) | AR Active Longitudinal SOMT | Change from Baseline (Total Score)
In LTE Participants Originally Randomized k}CNMTAuB [n=_35_]. miTT Popuiation In LTE Participants Originally Randomized to Ptaceto (n=11), miTT Population
13 Mowni+ SEM; Chengeirom: Hescline (Prellminzry) LS Mean =+ SEM, Change from Basedine (Fraliminary)
ity . 125 -
Dbk Bring - -
£ 10+ ¥ 10,0 s
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i 1 " | i g 4 | B .
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5 ] _ — - < 4 g 5 ] - T ) A
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"y A 0‘ - 4 E g . :
2/ L w287 PN BN
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Weeks
peviges [Post-Randomization) '@ @+Placabo to CNM-AUB 30mg CLE
Fost-Farderdoaing @ Crigingl Placebo (LTE parlicigants only)

Gl 15 anan £4 rerca vB. mndoenization benelioe: £ pe(OOCT, = RS, = pst; a0 08 LTE: LS mean diflerance: v randomizabion baseline: # p=0.0DH, = p0.0M, ™ p<0.01, "p=0.05

) T Lb CLEHE

Data on Fie, Jdene Kasomedicine, nc




CNM-Au8 Improved Information Signal in the Visual Pathway

mI-VEP Mean Amplitude Percent (%) Change @VISIONARY-MS
ITT Popudation, LS Mean = SEM, Sagmeants Nested by Participant
Visual Evoked Potentials (VEP) 15 VEP Affoctad Eya VEP Fallow Eyo
Wh 48 LS-Mean Differsnce = 6.1 W 48 LS-Mean Difference = 9.7
B5% Cl=-06 1o 127 5% Cl=3.11018.3
| b= 00730 | b= 00047 |
E - - %
g y ! P A
@ : 4+ CNM-AuB
EE -_.-ﬁ—._ s : e N ME‘H
gg 0 ;df; T L = T T
.Ea! ] 12 EL # 48
o o
. C Boom——eegb 0 O Piatsto
Increased Amplitude i 5 * CHM-AuB Aflected Eye Botn Eyes
: + Placabo Affacted Eye -
(Signal Strength) B R e VWek 48 VIEP Moth iyes
2 g -104 = Placebo Fallow Eya L5-Mean Difference = 7.9
From thg Eye to the Brain's A
Visual Cortex {Post-Randomization) p= 0.0184

WVEP Affecied Eye Defined as Longest Latency at Baseline

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 @VISIONARY-MS

Throughout the Brain
Advanced MRI Techniques

Preserved Whaole Brain White Matter Integrity Consistent Effect Across All Brain Regions
Diffuion Tensor Imaging | Fractional Anisotropy (FA) Change Diffusion Tensor imaging | Fractional Anisotropy (FA)
Whale Brain (Cerebrum) st L Wik 48 Changa fram Baseline
ITT Pogasation, LS Mean = SEM & ITT Populalion, LS Mean Diflsrance = SEM
0.003 - ? Favnrs Placabo Favars CHMAAuB
ek 4B LS Megn Differanca = 00029 - - : -
e 5% £ = (L0046 fo 00054 & 1 & PACewtum
“F=00188 |
o 0.001 - ——
H | R { & FA_Corabenl Whin Mansr
2 now — - : .
g ] e ) 1 4
.E§ -0.001 - “u,__‘ B i
3 -0.002- e i
3 TR T B FA_Ciptic Radiation
0,003+ -
SR | :
Wirsening i
0,004+ L e B FA_Cpiic Radaion NAWM
& Achive i
gopsd % Flacsbo P 2 008 00M 0801 080 003 00#E 00§

Changs fre Basslin

Preservation of white matter integrity associated with

decreased cognitive and functional decline in MS patients
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Clene | CNM-Au8 Path to Regulatory Approval
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Evidence Supports CNM-Au8 Therapeutic Potential to Treat
Neurodegenerative Diseases

CNM-Aug®

a gold nanocrystal Lk 7 Strong IP:

150+

patents on
nanotherapeutic
platform, plus
trade secret protection

to remyelinate’ & protect
neurclogical function

[ &% RESCUE

75% decreased risk
dea sgh:

‘ HEALEY ALS
Platform Trial 8
>90% decreasad risk

of death with 30 mg in
AlLs
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Exhibit 99.2

CLENE REPORTS SIGNIFICANT IMPROVEMENT IN
VISION AND COGNITION WITH CNM-Au8® TREATMENT IN
VISIONARY-MS TRIAL LONG-TERM OPEN LABEL EXTENSION

° Long-term CNM-Au8 treatment demonstrated improvement of vision as measured by low contrast visual acuity (LCLA), an assessment of visual
function in people living with multiple sclerosis (MS), through 35 months from randomization, p<0.0001

° Long-term CNM-Au8 treatment demonstrated improvement of cognition, measured by the Symbol Digit Modality Test (SDMT), through 35 months
from randomization, p<0.0001

° Treatment was well-tolerated, without a single serious adverse event attributed to CNM-Au8 and no significant safety findings reported

SALT LAKE CITY, Jan. 8, 2024 — Clene Inc. (Nasdaq: CLNN) (along with its subsidiaries, “Clene”) and its wholly owned subsidiary Clene Nanomedicine
Inc., a clinical-stage biopharmaceutical company focused on improving mitochondrial health and protecting neuronal function to treat neurodegenerative
diseases, including (ALS) and multiple sclerosis (MS), today reported new CNM-Au8® results from the long-term open label extension (LTE) of the
VISIONARY-MS trial in participants with stable relapsing multiple sclerosis (RMS) totaling nearly three years of follow-up.

After completion of the double-blind period, study participants were offered to continue on CNM-Au8 30mg for up to an additional 96-weeks in the LTE.
Analyses are reported for the modified intent to treat (mITT) population that included all study participants with valid clinical data.

° Progressive Vision Improvement: The least-square mean difference (SE) at Week 144 for low contrast visual acuity (LCLA) change across both eyes
versus the original randomization baseline of participants assigned to CNM-Au8 was: +8.70 letters (1.88), 95% CI: 5.0 to 12.4, p<0.0001.

o The LCLA least-squared mean difference (SE) vs. the end of the double-blind period was: +4.0 letters (1.67), 95% CI: 0.72 t07.30, p=0.017.

Low contrast vision demonstrated sustained improvement by up to 38 letters across both eyes in individual participants, which represents multiple row gains
on a greyed-out MS eye chart.

° Progressive Cognitive Improvement: The least-square mean difference (SE) at Week 144 for symbol digit modality test (SDMT) change versus the
original randomization baseline of participants assigned to CNM-AuS8 was: +8.03 (1.52), 95% CI: 5.01 to 11.0, p<0.0001.

o The SDMT least-square mean difference (SE) vs. the end of the double-blind period was: +3.11 (1.3), 95% CI: 0.55 to 5.68, p=0.018.

Cognitive improvement, particularly working memory and information processing speed, was improved by up to 35 points in individual participants, where a
three-point change in cognitive processing speed has been deemed notable in other MS studies.

Improvements demonstrated during the 48-week double-blind period were maintained in the LTE for timed 25-foot walk test (T2SFWT) and nine-hole peg
test (OHPT).

Placebo participants who transitioned to CNM-Au8 during the LTE showed significant improvements versus original baseline in LCLA and SDMT that were
generally consistent with the increases observed in participants originally randomized to CNM-AusS. Full clinical results for the LTE will be presented at the
ninth annual Americas Committee for Treatment and Research in Multiple Sclerosis (ACTRIMS) Forum taking place February 29 — March 2, 2024 in West
Palm Beach, Florida.

VISIONARY-MS, designed to investigate the protection or improvement of neurological function in stable relapsing remitting MS participants with chronic
optic neuropathy, was a Phase 2 multicenter, randomized, double-blind, placebo-controlled trial evaluating the efficacy and safety of CNM-Au8 (15 mg or 30
mg daily) versus placebo over 48 weeks of double-blind treatment. The primary outcome was LCLA improvement. Global neurological improvement,
measured by the modified Multiple Sclerosis Functional Composite (nMSFC) including vision, cognition, upper extremity function, and walking speed
assessment was the secondary outcome. Nearly all participants (92%) were treated with highly effective immunomodulatory disease modifying therapies
(DMTs) as background standard of care. In the double-blind portion of the trial, 73 participants were randomized, with 55 of 69 eligible (80%) participants
continued in the LTE.




“These observed long-term clinical improvements for participants with stable disease, over and above background immunomodulatory disease modifying
therapy, are unprecedented,” commented Professor Michael Barnett, one of the trial’s key clinical advisors. “The data show clear overall improvements in
vision and cognition for participants treated for nearly three years from randomization. Importantly, these results were robust and consistent. Positive impacts
on disease progression and the potential to at least partially reverse established disability, if confirmed in a larger study, represent a major therapeutic leap for
patients with MS.”

“Despite tremendous advances in immunotherapies for MS, there is a significant unmet need for treatments to prevent neurodegeneration and create
opportunities for clinical improvement,” added Dr. Benjamin Greenberg, M.D., Head of Medicine at Clene. “Years have been spent investigating
neuroprotective therapies for multiple sclerosis and other neurodegenerative diseases. These data continue to build a strong case in favor of pursuing CNM-
Au8 in upcoming Phase 3 studies. Clinically significant improvement is rarely seen in MS patients and this trial provides evidence of CNM-Au8’s potential
to improve function in this population. Clene is currently reviewing these data with prospective pharmaceutical partners interested in MS.”

About Clene

Clene Inc., (Nasdaq: CLNN) (along with its subsidiaries, “Clene”) and its wholly owned subsidiary Clene Nanomedicine Inc., is a late clinical-stage
biopharmaceutical company focused on improving mitochondrial health and protecting neuronal function to treat neurodegenerative diseases, including
amyotrophic lateral sclerosis, Parkinson’s disease and multiple sclerosis. CNM-Au8® is an investigational first-in-class therapy that improves central nervous
system cells’ survival and function via a mechanism that targets mitochondrial function and the NAD pathway while reducing oxidative stress. CNM-Au8®
is a federally registered trademark of Clene Nanomedicine, Inc. The company is based in Salt Lake City, Utah, with R&D and manufacturing operations in
Maryland. For more information, please visit www.clene.com or follow us on X (formerly Twitter) and LinkedIn.

Forward-Looking Statements

This press release contains “forward-looking statements” within the meaning of Section 21E of the Securities Exchange Act of 1934, as amended, and
Section 27A of the Securities Act of 1933, as amended, which are intended to be covered by the “safe harbor” provisions created by those laws. Clene’s
forward-looking statements include, but are not limited to, statements regarding our or our management team’s expectations, hopes, beliefs, intentions or
strategies regarding our future operations. In addition, any statements that refer to projections, forecasts or other characterizations of future events or
circumstances, including any underlying assumptions, are forward-looking statements. The words “anticipate,” “believe,” “contemplate,” “continue,”
“estimate,” “expect,” “intends,” “may,” “might,” “plan,” “possible,” “potential,” “predict,” “project,” “should,” “will,” “would,” and similar expressions may
identify forward-looking statements, but the absence of these words does not mean that a statement is not forward-looking. These forward-looking statements
represent our views as of the date of this press release and involve a number of judgments, risks and uncertainties. We anticipate that subsequent events and
developments will cause our views to change. We undertake no obligation to update forward-looking statements to reflect events or circumstances after the
date they were made, whether as a result of new information, future events or otherwise, except as may be required under applicable securities laws.
Accordingly, forward-looking statements should not be relied upon as representing our views as of any subsequent date. As a result of a number of known
and unknown risks and uncertainties, our actual results or performance may be materially different from those expressed or implied by these forward-looking
statements. Some factors that could cause actual results to differ include our ability to demonstrate the efficacy and safety of our drug candidates; the clinical
results for our drug candidates, which may not support further development or marketing approval; actions of regulatory agencies, which may affect the
initiation, timing and progress of clinical trials and marketing approval; our ability to achieve commercial success for our drug candidates, if approved; our
limited operating history and our ability to obtain additional funding for operations and to complete the development and commercialization of our drug
candidates; and other risks and uncertainties set forth in “Risk Factors™ in our most recent Annual Report on Form 10-K and any subsequent Quarterly
Reports on Form 10-Q. In addition, statements that “we believe” and similar statements reflect our beliefs and opinions on the relevant subject. These
statements are based upon information available to us as of the date of this press release, and while we believe such information forms a reasonable basis for
such statements, such information may be limited or incomplete, and our statements should not be read to indicate that we have conducted an exhaustive
inquiry into, or review of, all potentially available relevant information. These statements are inherently uncertain and you are cautioned not to rely unduly
upon these statements. All information in this press release is as of the date of this press release. The information contained in any website referenced herein
is not, and shall not be deemed to be, part of or incorporated into this press release.
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