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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 June 15, 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 8.01 Other Events.

On June 15, 2023, the Company issued a press release announcing CNM-Au8® shows a statistically significant difference in plasma neurofilament light levels in the
HEALEY ALS Platform Trial in amyotrophic lateral sclerosis. 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

Exhibit
Number
99.1 Corporate Presentation.
99.2 Press Release, dated June 15, 2023, announcing Clene’s CNM-Au8® shows statistically significant difference in plasma neurofilament light levels in the
’ HEALEY ALS Platform Trial.
104 Cover Page Interactive Data File (formatted as Inline XBRL).

Exhibit Description




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: June 15, 2023 By: /s/ Robert Etherington
Robert Etherington

President and Chief Executive Officer
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g, RESCUE'| - OLE | Preserved ALSFRS-R Functional Decline

Early CNM-Au8 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

t e . OLE 12-manth LPLY data cut of July 14, 2022, e ; ! C Le n e

' Data on File, Clene Manomedicire, Inc.




g, RESCUE/' © OLE | Decreased ALS Time to Clinical Worsening

Rescue-ALS OLE Disease Progression Events
Proportion Event Free by Study Visit (14-July-2022 Data Cut)
Kaplan-Meier Analyses

Hazard ratio= 0478

The risk of ALS clinical worsening was

@
= 95% Wald Cl = 022510 1.015 >
L decreased ~50% for CNM-Au& compared
t Log-rank, p= 0.0494 ] :
g to placebo in OLE up-to-120 weeks
L
B ii---b----------l
,E i "': Clinical worsening events included:
E -_l -
o p | N Death,
; g * Tracheostomy,
: l—— - - 1 i
-« o[l s v s Need for non-invasive ventilatory support, or

Daube-blind * Gastrostomy (feeding) tube placement

Period i Open Label Pariod
I I I ; I 1 1 1 1 1 1
o 12 24 38 48 &0 T2 a4 96 108 120
Weeks . Clinical worsening events during the OLE period are tracked only
(Post-Randomization) ~= Original CNM-Aug in OLE participants
e == Original Placebo e & o DCLene

" [ata on Flle, Dene Nanomedicine, Inc.




B

Long-Term Survival (All-Cause Mortality): Originally Randomized Active vs. Placebo

Interim Analysis (14-July-2022), ITT Population, All Subjects from Randomization
(Long-term vital status including all study withdrawals)
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A% RESCUE Demonstrated Significant Impact on Long-Term Survival 60%
i Decreased Risk of Death through 120 weeks

Early CNM-Au8 treatment demonstrated a
significant survival benefit:

* Follow-up of active compared to initial
placebo randomization®

* 60% decreased risk of death

*a-month delayed treatment start (ex-placebo) or no treatment

Time to all-cause mortality amongst participants originally randormized to CNM-AE compared to
participants ariginally randomized to placebo through at least 12-months following the kst patient
last wisit (L4-July-2022]. Vital status and date of death (a3 applicable) were captured for all subjects
withdrawn from the study. Lost-to-fallow-up (astive, n=3; placeba, n=1} censared as of the date of
last study centact. All OLE ex-placebo CMMM-Aug transitionad garticipants within the placebo greup.
All currant active OLE subjests ara right censared as of 14-July-2022,

M CLene
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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 [30rmg, 60mg]: 40 placeho)
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Survival Signal | >90% Reduced Risk of Death with 30mg

=

Shared Placebo Across Regimens

CNM-Auf 30myg Survival | Adjusted Cox Proportional Hazard
Full Analysis Sat (All Shared Placebo, Regimens A, B, C, D)

% Hazard Reduction at Weelk 24

{1 - Hazard Ratio, 95% Confidence Interval)

Frivers Firvers
Flacalia CAMLBOE 30
- L
4% Decroase
Death or Death | | (Ewentz: 9va. 1)
Equivalent (PAV) p= 002
4% Decroase
Death | | (Events: Bvs. 1)
p=00TE
T T T T T T
25 0 25 s0 75 100

14

% Risk Reduction (1 - Hazard Ralio)

HEALEY ALS
Platform Trial

CNM-Au8 Regimen Only (Regimen C)

CHNM-Aus 30mg Survival | Adjusted Cox Proportional Hazard
Efficay Regimen Only Set {(Within Regimen Analysis)
% Hazard Reduction at Week 24
{1 - Hazard Ratie, 5% Confidence Interval)

Farevs Famexs

Piscata CHM.ALE 30mg
- -
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Death or Death :

Equivalent [PAV) | & u—:m:r:sﬁ;g. 1)
Deatl 95% Decrease
R | @ | Evants 3vs 1)
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% Risk Reduction (1 - Hazard Ratio}

FAV = Pormanently Assisted Vantilation; Prespecified covariate adjustments indude; (i} tima fram symptom anset, (i) pre-baseling ALSFRS-R slope, (i) rilvzsle use, {iv] edaravone use, (v) age, Events (placeba vs,

active). p-values are not ad|usted for multiple compartsons; exploratory analyses by dose.

Nao evidence for treatment effect at 24 weeks for either adjusted ALSFRS-R change, CAFS, or SWC (combined 30 & 60 mg doses)

DCLEHE‘

" Data on File, Clene Nanomedicine, Inc.




: o : HEALEY ALS
Time to Clinical Worsening Events Platform Trial
Death Permanent Assisted Hospitalization Feeding Tube Assisted
Ventilation ALS-Related and Al Placement Ventilation
Cause
N < ( %\1 / \\
|
| ' / M /-’ f I|

15

" Data on File, Clene Manomedicins, In:

L i e A
Tracheostomy NIV'>22 hours per v"""y
day

* Time to clinical worsening events were prespecified in the protocol and analysis plan

* p-values provided are uncorrected for multiple comparisons
* Since the primary outcome was negative, the results are hypothesis generating and not confirmatory

* Combined analyses of the 30mg and 60mg doses were prespecified for primary & secondary outcomes

DCLEHE‘




HEALEY ALS

Delayed Time to ALS Clinical Worsening (Composite) Platform Trial

Reduction in Time to ALS Clinical Worsening (Composite)
First Instance of Death, Tracheostomy, PAV, or Feeding Tube

Clinical Worsening Composite Risk Adjusted Cox Proportional Hazard Model (Prmary Cavariate Modal)

(Time to First Instance) 4, Hazard Reduction to Week 24 (Double-Blind Period)
(,-“ "‘\ Favors Placebs Favors GNM-Aug
e, - . -

7o .Y i

! | Death

L N i < 63%, p= 0.0506

— Combined Doses :
(30mg + G0 ma)
-z 45%, p=0.1049
Tracheostomy
5 Prespecified covariate
Permlan ent Assisted & T, p=0.0347 risk adjustments
Ventilation i included: (i) time from
CHM-Aug B i
[NV =22 hours per day] 30mg symptam anset, {ii) pre-
: Ty 55%, p= 10,1043 baseline ALSFRS-R slope,
; {iii) riluzale use, (iv)
Feeding Tube I ; . : ' Y edaravone use.
Placement -25 o 25 50 75 100
_/.J % Risk Reduction < Within Regimen Only (ERQ)
{1 - Hazard Ralio, 95% Cl as Profile Likalihood)
A% Al Shared Placebo (FAS)
For the within regimen [ERC) analysis, feeding tube placement was always the first initiating event for the composite.
e saws « o JpELENS

" Data on File, Clene Nanomedicine, Inc.




Delayed Time to Clinical Event Summary HEALEV'ALS
CNM-Au8 30mg | Within Regimen Analysis (Primary Model)

Platform Trial

CNM-Au8 30mg delayed time to clinical worsening at & months

CMM-AuB 30mg | Clinical Event Risk Reduction
Within Regimen Analysis (Efficey Regimen Only)
Risk Adjusted Cox Proportional Hazard Model
Percent (%) Hazard Reduction to Week 24 {Double-Blind Pariod)

Fawvors Placebo Favors ChW-Aul
- i -
A Time to Death ar PAY el | G, p= 00,0282 Suppertive sensitivity analyses
Incorporating baseline newrcfilament
W Time lo Death Alone ——— T | 95%, p= 00534 light ehain [NIL) levels were similarly
& Towt ing Tube ant : o 74%, p= 00347 N-:Ih!.lst and resulted in.increased effect
sizes and smaller naminal p-values.
<y Time to Assisted Vantilation < B3%, p=0.0580
Time to ALS Hospitalization O— | 84%, p=0.1066
Tirne: 1 Ary Hospitalization 3%, p=M0ESE Prespecified covariate risk
i adjustmentsincluded: (i) time fram
O Time to Clinical Worsening (wi any hosp,) = O 2%, p=0.0612 3 y
symptom onset, (i) pre-baseline
& Time to Clinical Weorsening (wio hosp.) O Td%, p=0.0347 ALSFRS-R slope, [} rlluzale use, {iv)
; H . 5 edaravene use,
50 0 50 100
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" Data on File, Clene Manomedicine, Inc.




Plasma NfL Difference | CNM-Au8 vs. Placebo sl
All RGC Participants

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

Difference of LS Means on Ln Scale (SE) = -0.10 (0.048); p= 0.040

MMEM log ML by group; prespecified

LS Geometric Mean Ratio
to Baseline
5

covariates included: (i) pre-treatment
-2.3% ALSFRS-R slope (delta-FS), (i} manths
fram symptorm enset, (ili) use of

0.95+ riluzale, (iv) use of edaravone; (v)
covariate by visit interaction, {wi)
) <+ Placebo treatment by visit interaction
0.90~ Weeks
{Post-Randomization) W ohibeAug ()
” p CLene

" Data on File, Clene Nanomedicine, Inc.




Consistent Plasma NfL Effects in Higher Risk Patients

Sensitivity Analyses | In Definite and Probable ALS; Higher Baseline NfL Levels, and Fast Progressors (Post
Hoc)

116+

1.8+

Definite & Probable ALS

Plasma NfL
In El Esgofial Diagrased Clinicaly Dafrita ALS & Prooable ALS
RIGC Within Ragimen Analyls | Qusntaris 4HPA
Post Hoc (n=T8]; Difference of LS Mears on Ln Scale (SE)

Offeranca of L% Means on Ln Scam (SE) = <0124 (0054); p= 00D

_______ B ]
S
1.5 _,’0
-
P 1 4
,f 4
/
T T
., =
a . _../_.@ __12________ k]
o e T L 4a%
Wtk
pe [Poat-Fardomizaton] £+ Flaceba
A CHu-A A)

LB Geomeiri: Mean Reto

o Elazaing

Baseline NfL > Median

Plasma NiL
Basaling NIL > Madian
G Within Reglmen Analyls | Quantorix dNPA
Fosf Moo (n=T4); Diflerence of LS Means an Ln Scale (SE)

Difarancs of LS Maars on L Scal (S5) = 0150 {0068), p= 0031

T D TRTH

1,05 _--—-""'—__
ey

1 ik
1o, T = 0 )
oS bt |

L T EAR
[RE
085 Weoks O Pucabs

Post-Randomization]
S CHM.ALE )

o Baseling

L& Geamatric Maan fatc

HEALEY ALS
Platform Trial

Fast Progressors

Plasma ML
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MMRM log ML by group; prespecified covariates included: (i] pre-treatment ALSFRS<R slope {delta-FS], (i) months from symptom onset, (i) use of riluzale, (iv) use of
edaravene; (v) covariate by visit interaction, (vi) treatment by visit interaction
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Forward Looking Statements

This presentation contains “farward-looking staterments” within the meaning of Section 21E of the Securities Exchange Aet of 1934, as amended, and Section 278 of the Seeurities et of 1933 ag
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 er circumstances, including any underlying assumptions, are forward-looking statements, The werds "anticipate,” “believe,” “contemplate,” “continue,”

o

“estimatea,

oo o

axpect,” Vintends,” “rmav.” “might

s

plan,” “possible,” “potential,” “predict,” “project,” “sheuld,” “will,” “would,” and similar expressions may identifty forward-locking statemants,
but the absence of these words does not mean that a statement is not forward-looking, These forward-locking statements represent our views as of the date of this presentation and invelve &
number of judgments, risks and uncertainties, We anticipate that subsequent events and developments will cause sur views to change. We undertake no abligation te update forward-locking
statements to reflect events or elrcumstances after the date they were made, whether as a result of new Infermation, future events or otherwise, except as may be required under applicable
securities laws. Accordingly, forward-locking 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 thesa torward-looking statements. Sorme factors that could cawse actual results to
differ include our substantial dependence on the successful commercialization of our drusg candidates, if approved, in the future; our inability to maintain the listing of cur commaon stock on
MNazdag; our significant net losses and net aperating cash autflaws; aur ability ta demanstrate the efficacy and safety of our drug candidates; the clinical results for our drug candidates, which
may not suppert further development or marketing approval; actions of regulatory agencies, which may affect the initiation, timing and progress of dinical trials and marketing approval; our
abilivy te achieve commereial suceess for our drug candidates, if approved; our ability te sbtain and maintain protection of intellectual property for our technalogy and drugs; our relianee on third
partles to conduct drug development, manufacturing and other services; our limited operating history and our ability to obtain additional funding for operations and te complete the licensing or
development and commercialization of our drug candidates; the impact of the COVID-1% pandemic on cur clinical 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 we may be adversely affected by other economic, business, andfor competitive factors; and
ather risks and uncertainties set forth in “Risk Factors” in our most recent Annual Report on Form 10-K and any subsequent Quarterty Reports on Form 10-CL 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 ta us as of the date of this presentation, and
while we belisve such information forms a reasonable basis for such statements, such infarmation 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 avallable relevant information. These statements are inherently uncertaln and you are cautionad not to rely unduly wpon these
statements. All information (nthis presentation Is as of the date of this presentation. The information contained In any website referenced herein is net, and shall not be deemed to be, part of or
incorporated into this presentation.
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CNM-Au8 | ALS Clinical Worsening Summary

Evidence for Decreased Clinical Worsening Events Across Two Phase 2 Studies

2 RESCUE-ALS CNM-AUB 30mg Phase 2 HEALEY ALS Platform CHNM-Au8 30mg

sed Time to Clinical Worsening Decreased Time to Clinical Worsening

ALS Clinical Worsening
ITT Population, All Randomized

opulad CNM-Aug 30mg | Reduction in Time ta ALS Clinical Worsening
Kaplan-heier Estimate, Percent Event Free First Inatance ef Deam, Trachessiamy, Permanent Assisied Ventilagtion, or Feeding Tube
Risk Adjusted Cox Proportionasl Hazard Mode! {Primary Gowvanate Moded)
100 “ Hazard Reduction to Week 24 [Dovbke-Bind Perod)
I—| | 4 HEALEY ALS
— L [ 2 RESCUE Flatlerm Trial
Favors Macabe Favars DAL
B0 ] ALl - »-
g 80
k] - T4%, p= 00347
R
o
g 0 ALS Clinical Warsening defined as: HR = 05034
1 e P =0.0125
204 = Tracheostomy rin 5%, b= 01043
Marrimasivewentilation —— GNM-AUE 30mg
Gastrastirny lube ~= Placaba
a T T T T T T T 1
o 42 a4 36 25 a 25 80 5 100
Weeks
At Risk [n) - % Risk Reduction Willin Reginen Oy (E
{Poat-Randamizalion) {1 - Hazar Ratio, B5% CI by Pralile Likeihood) * VERY
CHM-Aug 23 A £y 20 LS Chmical Wersening delinet a5 A AN Shared Placeto (FAS)
Placebe 22 =2 18 15 Death = Parsuanens Assisted vientiliticn (Rav)

Dtz on Fle, Clene Hanomedicine, inc.
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CNM-Au8 Has Demonstrated ALS Survival Benefit at 30 mg Dose
in Two Phase 2 Studies

60% decreased risk of

=90% risk reduction of
' HEALEY ALS
P:.‘ RESCUE death through 120

Platform Trial death at 30mg at 24 weeks

weeks

Leng-Term Survival (All-Cause Mertality): Originally Randomized Active vs. Placebo CHNM=AuB 30mg | Adjusted Cox Proportional Hazard Ratio
Interim Analyeis (14-July-2022), ITT Population, A% Subjects from Randomizaticn % Risk Reduction at Week 24
(Lorg-term vital slatus including all sludy wilhdrawals) {1 - Adjusted Hazard Ratio, 95% Confidence Interval)
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HEALEY ALS Platform Safety Summary

{2 )

Occurrence of TEAEs were balanced between CNM-Au8 and placebo

No SAEs were assessed as related to CNM-Au8

All Shared Regimen CNM-AuS
Treatment Emergent Placebo Placebo 30 mg
Adverse Events (TEAEs) (%) (%) %)
Participants with Any TEAE 90% 93% 92%
Participants with Related TEAEs 39% 34% 29%
| Participants with SAE 9% _ 17% 10%
Participants with Related SAEs 1% 2% 0%
; Participants Withdrawn due to TEAE 7% 7% 7%

CNM-Au8

60 mg

(%)
93%
43%
16%

0%

7%

All Shared Placebo {n=164 placebo from Regimens &, B, C, D}; Regimen placebo {n=41) includes only concurrent randomization within Regimen C [CMM-Aug)

DCLEHE‘




ALS Summary | CNM-Au8 Has Demonstrated Survival Benefit and Delayed Time
to Clinical Worsening and Functional Decline

' Ny
Significant * ALS remains a devastating and fatal disease within ~3 to 5 years of diagnosis—a
Opportunity significant unmet need
\ .
g e

* Demonstrated significant ALS survival benefit at 30 mg dose in two phase 2 studies
* Preserved ALSFRS-R functional decline with long-term follow-up in RESCUE-ALS OLE:
o 2.6 points slower decline at 48 weeks vs. placebo (p=0.159)

CNM-Au8” Clinical
Results

o 6.0 points slower decline vs to OLE original placebo (p=0.0057)

£ 5 RESCUE

* 74% lower risk of time to clinical worsening at € months in the Healey ALS Platform
HEALEY ALS :
Platform Trial Trial (p =0.035)

8 S

' N
Global Phase 3 * RESCUE-ALS and Healey ALS Platform Trial results support advancement to Phase 3

RESTORE-ALS with the 30 mg dose

ALS Trial

%

p CLene




@VISIONARY-

b

STUDY

MS Core Design Elements

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

WEEK WEEK WEEK

WEEK WEEK WEEK WEEK WEEK
ik 12 18 24 20 36 42 48
! m s
O+ 00 O O @ O O O &
Day 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
o Change in Low % Change in modified MS
i Contrast Letter Acuity 2 Functional Compaosite (mMSFC])
. ” (] Z_ETA\I' K
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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)
* Meodified ITT (mITT) Analysis Population

Baseline Value

mean [sd}

CNM-AUB 15 mg 38.4
(n=24) (10.2)
CNM-AUB 30 mg 39.6
(n=25) | (7.6)

i

Placebo 38.1
(n=24) (8.3)
All Participants | 387

(n=73) (8.6)

[ 2 |

Sex
n, (%)

Female

15
(63%)

16
(64%)

20
(83%)

31
(70%)

23
(96%)

29
(96%)

22
(92%)

&9
(95%)

Weight
(keg)

78.0
{17.1)

78.6
(17.3)

83.0
{23.3)

¥9.9
(19.3)

EDSS

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)

! Dala on Pk, Closs Manammadicis, g

@VISIONARY-MS

Months Since
Relapse

53
(57)

37
(35)

57
(38)

49
(45)

M CLene




CNM-Au8 Demonstrated Vision and Global
Neurological Improvement in Stable MS patients on DMTs

LS-Mean Change from Baseline
{Corect LOLA Letters)

. e - o 2"E|l ".' K
Significantly Improved Vision svroz
Change in Low Contrast Letter Acuity (LCLA)
LCLA Change in the Affected Eye
miTT, LS Mean = SEM
i Waek 48 LS-Mean Difference = 3.13
95% Cl = -0.0& fo 6.33
p= 0.056
e
—
- T ——
.—""H EESEE |
2 LT
.a'. -
’_‘_‘-"’-F B '--...____ T
0 ?5: et T T -‘-11-_ === T
o 2 n % B

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

LE-Mean Change from Baseline

@VISIONARY-MS

Global Neurological

Improvement

Change in madified MS Functional Composite (mMSFC)

8-Domain Mean Z-Scong)

LELA affectedTallow, SHPT dominant/nan-dominant, SOMT, T25FW
[mITT Pepuatian, LS Mean = SEM)

! Dala on Pk, Class Manammadicis, g

B
Week 45 LS-Mean Dilference = 0,28
i 45% Cl = 0.05 10 0.51
p= 00197
0.4+ el o
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@‘[-'_I_SIONARY—MS
VISIONARY-MS Measures of Axonal Integrity

Visual Evoked Potentials (VEP) Advanced MRI Techniques

Multi-focal Amplitude and Latency Changes Diffusion Tensor Imaging (DTI) changes

Fractional Anisotropy Brain Diffusivity

C5F)

What Happens in the Visual System Happens
Throughout the MS Brain

7 ) e e DCLEHE‘
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@VISIONARY-MS

CNM-Au8 Improved Information Signal in the Visual Pathway

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

15 VEPAffected Eye VEP Fellow Eye
Wk 48 LS-Mean Difference = 6.1 Wh 48 LS-Maan Diffarence = 8.7
95% Cl = -0.6 1o 12.7 95% C1=3.1 to 16.3
4 p= D070 p= 0.0047
: H S e .
Increased Amplitude 3 e |
I N,
i @ 3] i e o ChM-Aus
(Signal Strength) 8 & e T 1 Bolh Eyes
; E£5 G i
From the Eye to the Brain’s 82 o _— h
B ¥ ~ T T
Visual Cortex gé 2o 48
H ' STTeeds 0 O Placeo
£ 5] ¢ ouMauB Attected Eye Y [ Bolh Eyes
] & Placebo Affected Eye L
~4 CMM-AUE Fellow Eye Weak 48 VEP Both Eyes
404 -»- Placebo Fallow Eye LS-Mean Difference = 7.9
Weeks 85% Cl=141to 144
(Post-Randomization) p= 0.0184

WEP Affected Eye Defined as Longest Latency at Bassline

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

neurons can contribute to information signaling after treatment

— = | s 1 5 AR
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CNM-Au8 Preserved White Matter Integrity Throughout the ®VisioNARY-Ms
Brain

Change from Baseline

— 70

(Least Square Mean)

0.003 =

0.002

0.001

Preserved Whole Brain White Matter Integrity

Diffuion Tensor Imaging | Fractional Anisotropy (FA) Change
Whole Brain [Cerebrum)
ITT Population, LS Meaan + SEM

Week 48 LS Mean Difference = 0.0029
95% Cl = D.0048 to 0.0054
p=0.01599

¥

o
-0.001
{002

0,003

0004 -1

-0.005—

- —

2 -
- -

|
I

o= Aciive

Wb Weeks [Post-Randarmization)

Consistent Effect Across All Brain Regions

Diffusion Tensor Imaging | Fractional Anisotropy (FA)
Week 48 Change from Bassline
ITT Population, LS Mean Difference « SEM

Favers Platabo Favors CNM-Au
- -

—_— £ FA_Cerebrum
 — | £ Fiy_Garabral Whia Matter
1 xR Carabeal AWM
g [ Fa_optic Radiation

pofe—— P ————1 [0 Fa_Dptic Radaton NAWK

r T T T T T 1
0.0 0000 Qa1 0,003 0003 0.004 0005

Change from Basoline

Preservation of white matter integrity associated with

decreased cognitive and functional decline in MS patients — l; cLene
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Building the Clinical Case for Neuroprotection & Remyelination

% e gs RESCUELLS I" ﬁ i | HEALEY ALS | ﬂ'ﬁ:ﬁ'
| &-®RepairMs Lo

|n Platform Trial | |}
L% N

CNM-Aug demonstrated a
Established brain target C:ltgf:;etus ﬁen?m,?mid ek
i stically significan
Seagermentln canly 20 sur\riva:l be‘:F]El%git O-;: 60% death or permanently assisted
and stable relapsing MS ' ; 1Ll S hE ;
F‘atir*ntt. ) decreased risk of death VE"t'lat'””tf_f: the iﬂ mg dose
e through 120 wks at 24 weeks

CNM-Au8 demonstrated global
neurological improvement in
stable relapsing MS as an
adjunct to immunomodulatory

DMTs

Growing Bady of Clinical Eviden: S NM-Au8 Therapeutic
Potential to Treat Neuroc :

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

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

an

Paraclinical

Endpoint

Diffusion Tensor
Imaging {DT1)
measure of Fractional
Anisotropy (FA)

Multi-focal Viswal
Eveked Potential (mf-
VEP)

Paraclinical Measure

LS Mean Change — Week 48

FA within the whale brain {Cerebrum])

FA within tatal Cerebral White Matter

F& within total Cerebral Normal Apgearing White Matter

Amplitude percent change across both ayes

Amplitude percent change in the most affected eyve at baseline

Amplitude percent change in the least affected eye at basaline

p=0.0199

p = 00184

P =0.0730

p = 0.0047

Key Findings

Improvements of
axcnal integrity and
neuranal structure

across the brain

Improved information
signal aleng the visual
pathway

Implications

Meurcprotection and preservation
of white matter integrity
associated with decreased

cognitive and functional decline

Weuronal preservation and
improved infermation signal from
previeusly impaired neurans

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

immunomaodulation to decrease disease progression

! Dala on Pk, Closs Manammadicis, g
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VISIONARY-MS Safety Summary

@VISIONARY-MS
CNM-AuS8 treatment was safe and well-tolerated

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

No dose limiting adverse events; no related serious adverse events

Treatment Emergent Adverse Events

CNM-Au8 CNM-Aug8
(TEAES) Placebo 15 mg 30 mg
number (%) 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(8%) 5 (20%)
Subjects Discontinued due to TEAE 1 (4%) - 1 (4%)
Placebo 5AEs: (1) Lentiga maligna melanoma, (2] pregnancy; CNM-AuB 15mg SAEs: (1} Pneumonia, bacteremia {staph aurews), endocarditis; CHM-ALE
30mpg SAEs: [1) Ketamine infusion for pain and paracetamol overdose; (2} deep vein thrombosis [6-manths post-discontinuation)
! Dala on Pk, Closs Manammadicis, g
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CNM-Au8 is Consistently Favored for Treatment of MS

Progression Independent of an Immunomodulatory Effect

Significant

Opportunity

Py

@VISIONARY-MS

%
* \MS patients continue to progress with increasing cognitive and functional
deficits accumulating even while receiving disease-modifying therapies—a
significant unmet medical need
A

-

CNM-Au8® Clinical
Results

* Significant improvements in clinical outcomes, brain structure, and visual system
on top of immunomaodulatory standard of care therapy

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

Global Phase 3
MS Trial

* Phase 2 VISIONARY-MS safety and efficacy results support advancement to
Phase 3

4
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Over 450 Years of Subject Exposure Without
Identified Safety Signals Across ALS, MS, and PD

Well Tolerated Patient Exposure Across

Clean Toxicology
ALS, MS & PD

Findings Adverse Event (AE) Profile

All Animal To:azlcolqg\_.f Studies As.sessed : er A50eats o 5k eet
Resulted in as Predominantly Mild-to- 2
Exposure Without

No-Adverse Effect Level (NOAEL) Moderate Severity i e e s

Findings and Transient

* No SAEs related to CNM-Au8 considered * Long-term dosing experience up to

severe, life-threatening, or resultingin 175 weeks

death
* AEs transient and predominantly mild-

to-moderate severity

* Multiple species up to 9-months

treatment

* Upto maximum feasible dosing
without any toxicology findings related
to CNM-Au8

i o 0 IPIEERNR

!
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Growing Body of Evidence for CNM-Au8®

Disease 2021 2022 2023 Key Findings

Demanytrated durvival benslit, presecmed
Tursticen, and shywed dinical worsening in the
OLE

Amyotrophic
Lateral
Sclerosis (ALS)

Demonstrated survival benedit

at e manths

Parkinsons
Disease (PD)

Established brain target
engagement & safety

Pazse ¥ angel exgagement

Damensirated glabal neurclagical
mprauarmant in M5 gatientsan adjunctive
AT standard of care

CNM-Aus

Multiple
Sclerosis (MS)

Established braim target engagement &

4 salaly
Fluase 2 Laped enjaiemest

Onging Lo establish targey
angapement & salety

il ssve o o ELEDES
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Clene | Anticipated Catalysts Over the Next Year

MID-2023 2024 MID-2024
| | | g

iate Global ALS

e 3 Trlal

Biomarkers up-te-18 months:

» NfL Patential accalerated
* UCHL-1 review FOA ALS
- *
* UrinaryP75 Clinical Data up-to-18 months Ad Comm
* Serum Creatinine | {ALSFRS, Clinical Worsening) .

Patential NDA ALS
accelerated review

Leng Term Survival Data e Global MS

submission® e 3 Trial

ALS FDA MDA
Request-to-file
meeting

M5 FOI4 EOP2 and EMA

seientific Advice

RESCUE-ALS OLE

Clinical data . Armyotrophic Lateral Sclerasis (ALS)
up-to-3-yrs

Survival & Clinical data up-
to-3yrs

. Multiple Sclerosis [M5]

D Regulatory

{# perading PO end aif phase 3 [EOPZ) and Request-o-file meeting coloaes




Evidence Supports CNM-Au8 Therapeutic Potential to Treat
Neurodegenerative Diseases

CNM-Au8 TR @VISIONARY-MS :
a gold nanocryst: e I L b Y Strong IP:
1, iR e e A
T e NS ] BT
" ; A # patents on
to remyelinate’ & protectl I nanotherapeutic
neurclogical function = 75 0 E : : platform

..--""-
i &% RESOUE

60% decreased risk of
death in ALS through 120

patient ye
Aus clinical
HEALEY ALS
Platform Trial

>90% decreased risk
of death with 30 mg in

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

Ry
o
=3

"
@
[l

NAD Redox Potential (mV)
& Lo
& 2

=310

Brain Energy Patential

Declines With Normal

Aging

20 40
Age (year)

~0.5% NAD*/NADH unit decline per decade
{~0.13 mV units per year by *P-MRS Imaging)

Clesed squares = averaged data by age groups 21-26 yrs, 33-36 yrs, and 3968 yr old:

QOpen squarnes = individual subject

values

Specific Meuronal Populations Are Vulnerable to Energetic Failure

PARKINSONS DISEASE
Dopaminergic Neurons

FRONTOTEMPORAL
DEMENTIA
Spindle Neurons

MULTIPLE
SCLERGSIS
= Axonal Degeneration

HUMTINGTON'S DISEASE
Medium Spiny Neurons

Mator Neurans

Energetic impairments in the CNS both pre-dispose and drive

progression in neurodegenerative diseases

— 4
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CNM-Au8® | Pioneering A New Drug Class To Improve Cellular Energy
Production And Utilization

CNM-Aug Mechanistic Effects Improved Energy Production and
Manocrystals Utilization

Clean Surfaced, Highly Faceted

CNM-AUS
Nanocrystal
Suspension

By targeting energy metabolism, CNM-Au8 may protect neuronal health

* RAebirmcn el al S Rep. 2020 Feb 11:1001]:1506 Diats on File, Clene Naromedicing, Inc




Significant Global Opportunity for Treatment in Combination with

Standard of Care

Motor Neuron
Disease %o

GLOBAL
FﬁTIEIITS SALES
INUS & EU BY 2029'

Currenl: drugs are largely
Jnel’fectlvn mostly generic.

ﬁmms %5

LIFE EXPECTANCY === w==

Multiple
Sclerosis (MS)

GLOBALLY HARKET®

Existing treatments only
target immunomodulation

EMERGING EVIDENCE

THAT EARLY M5 15 @
NEURODEGENERATIVE [./ &

resilience

Parkinson’s
Disease (PD)

MOST
CDHHIIII PROJECTED
IJISIIIHIJER BY 2026*

% No disease-medifying
( ALh | treatments available, only
! symptom-targeted options

u OF DOPAMINERGIC
MEURCOMNS ARE LOST
ﬂ AT DIAGNOSIS®

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

Results demonstrated a potentially meaningful 10% improvement in

= NAD+/MNADH ratio, an essential molecule for energy production®
Study Objective: to demonstrate target

engagement for CNM-AuB on CNS

biomarkers related to energetic effects in 1* Endpoint fintegrated PO & ms)? Exploratory
the brain using Magnetic Resonance [ATP Mormalization)
31p.
Spectroscopy (*'P-MRS) Mp.MRS Change in Brain NAD*NADH Ratio at End of Treatment REPAIR Integrated Analysls
Fartial Voluma Coll; Rate of NADNADH (% Fraction of MAD! % Fraction MNADH) Hp-MRS Change in (-ATP at End of Treatment
Primary Endpoint, bMean « SEM [Paired i-tast) Ful Valuma Caol H1P Signal frea (imagral)
a Exploralory Endooind, Percent (35) Changs va. Baselrsa Value
Mean changs = 05881 [10.4%) Lt
3 = 0aaT
era”f ~— Regression (A1}
Early Parkinson's Disease I & i A REPAIR-FD, n=13
4 e i
5 R : E & t ‘EE N # REFAIR-ME, n=11
® Repair g EE ofe e
Stable Relapsing MS g 'EE ; Q’_‘.
5 L 2 ’ DIE o.lT f' I it
-® Repair] 3. g |° j"p\\_ !
Non-Active Progressive MS g? Lo
COngaing ~25 = =
F= 0
& B .II WIGIE!-[F:IHI&IT {1 LE Bl
bl " 50 - Baseline Peak Area
Rt e [Sancaniration)

b

: b d i .. .+ jpCLene

[
¢ EPnuctal Proched Acad S USAZOLE Mar 313537641, 2, Shnzman et o Improvementof Brain Eneigy Mesaboliam in Belapedng Muliple Sckorosds Fatieres - Resaks Trom Prage 2 REPAA WS Civical Trial With CNM-AuS, #CTRIMS Febaary 2002




Study Objective:

Detect preservation of
maotor neuron function in
people with early ALS as
measured by MUNIX

Study Design:
36-week blinded treatment

with ongoing long-term
open-label follow-up

Primary Endpoint:
Epinal Cord
Lawer hotor Neuron
Metor Unit Indax
MU Siem

Bireps
Erachii
+
Abdacior
Pl
Brewis
+
Abducton
Digiti
Miniei
+
Tibiiale
fnloring

Encouraging Efficacy Signals in Phase 2 Trial

1® & 2° Endpoints

Bualbaar Cneey
5 HLS Rescue-ALS Primary & Secondary Endpaints
(Brainstem} Wk 36 LS Mean Changs = 95% CI}

e —— ————————— @ MUNIX Sum [% Change)
ITT Population, Primary EP

. I MUNIX Sum [% Change)

I ]
L d Limib Cinsat Sunsal
—— & FVEC [% pradiched)
ITT Population, Secandary EP
20 0 = a
Wk 36 Change vs. Placebo
- 1 3
Favars Placeba Farvars Acive

Results favor CNM-Au8 treatment

L I
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,::‘ RESCUE: ¢ CNM-Au8 Improved Patient Function, QOL, and Slowed
Time to ALS Clinical Worsening

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

Proportion with <6 ALS Specific QOL ALS Clinical Worsening
paint decline

ALS Digease Progression

ALSFRS-R B-point Decline Respandsr ALS Epecific Cuality of Life-Shaort Form Total Score RESGUE-ALS Expioraary Endpeint
RESCUE-ALS Expioraloey Encpoint
IPrepartian fres fiom = 6 peint dcing) i Rty ol ITT Poguation, All Randomized
RESCLIE-ALS Ewploratory Endpoint L& Maan Citerence (55% CI} Kaplaneier Esfimate, Percent Event Free
e ITT Populaton LR -
2 E Week-12 Week 28 Woek 36
3 g L% kean L% Maan L= Mann g
o HOTH [] i
5 751
5 £3 E p= 00125
! teh = 00350 Eé’ a8 £
w g Ig £
Al 5 5 AL rlinecal wersening defined i
i E an E * Death, or
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0 0202 18y b *  Mon-invasive veritilation, or
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Exhibit 99.2

CLENE’S CNM-Au8® SHOWS STATISTICALLY SIGNIFICANT
DIFFERENCE IN PLASMA NEUROFILAMENT LIGHT (NfL) LEVELS
IN THE HEALEY ALS PLATFORM TRIAL

o CNM-Au8® treatment demonstrated significantly reduced plasma neurofilament light chain (NfL) levels compared to placebo at 24 weeks (p=0.04)

e Clene plans to discuss the totality of the survival and time-to-event results from the full CNM-Au8 clinical data set, including the plasma NfL biomarker data, at
an upcoming FDA meeting to accelerate the path toward approval

SALT LAKE CITY, June 15, 2023 (GLOBE NEWSWIRE) — Clene Inc. (NASDAQ: CLNN) (along with its subsidiaries, “Clene”) and its wholly owned subsidiary,
Clene Nanomedicine, Inc., a clinical-stage biopharmaceutical company focused on revolutionizing the treatment of neurodegenerative diseases, today reported new
data demonstrating a statistically significant reduction of plasma neurofilament light chain (NfL) levels for CNM-Au8® treated participants compared to placebo after
24 weeks of treatment in the double-blind, placebo-controlled period of the HEALEY ALS Platform Trial.

NfL is a key biomarker of neurodegeneration. NfL is released from neurons following axonal injury, especially in people living with ALS, where higher levels of NfL
have been found to predict more rapid decline in clinical function and increased mortality risk. Surrogate biomarkers such as NfL have recently been used to support
an FDA approval for the treatment of ALS.

Six-Month Plasma NfL Biomarker Findings from the Regimen C (CNM-Au8) Arm in the HEALEY ALS Platform Trial

The results are based on an analysis of the plasma NfL biomarker across all Regimen C participants (CNM-Au8 or placebo, n=161), representing a broad ALS
population, as the least-square mean (LS mean) change of the natural logarithm (Ln) of the plasma NfL values with the standard error (SE):

o CNM-Au8 treatment reduced plasma NfL levels compared to placebo; LS Means on a Ln Scale for the 24-week difference of plasma NfL: CNM-Au8 = -0.024
(SE: 0.024); placebo = +0.076 (SE: 0.042); CNM-Au8 vs. placebo difference of LS Means on a Ln Scale = -0.100 (SE: 0.048), p=0.040.

ALS Participants at the Greatest Risk of Disease Progression Showed Consistent Benefit

In addition to the full analysis across all Regimen C participants, sensitivity analyses showed consistent significant reduction in plasma NfL levels versus placebo
observed in specific populations generally considered at greater risk of ALS disease progression, including:

o Faster progressors (baseline pre-treatment ALSFRS-R slope >0.45 points/month (post hoc, n=107); Difference of LS Means on a Ln Scale (SE) = -0.144
(0.058); p=0.014.

e Definite or probable ALS diagnosis per El Escorial criteria (post hoc, n=125); Difference of LS Means on a Ln Scale (SE) = -0.124 (0.054); p=0.023.
e Higher mortality risk (baseline plasma NfL > median, post hoc, n=79); Difference of LS Means on a Ln Scale (SE) = -0.150 (0.068); p=0.031.

Analyses of NfLL from serum samples specified as the primary blood matrix for analysis are underway. Additional biomarker and long-term survival data from the
HEALEY ALS Platform Trial double-blind and open-label extension periods have been collected and are undergoing testing preparatory for analysis to be reported
later this year.

“The totality of survival and time-to event data supports my belief that CNM-Au8 should move forward expeditiously into the next phase of clinical development,”
said Merit Cudkowicz, M.D., Chair Neurology Department, Director, Sean M Healey & AMG Center for ALS, and the Principal Investigator of the HEALEY ALS
Platform Trial. “These clinical and biomarker evidence from the Phase 2 HEALEY ALS Platform Trial will also help advance the design of a Phase 3 trial to increase
our confidence in how CNM-Au8 can delay the clinical course of this devastating neurodegenerative disease.”

Benjamin Greenberg, M.D., Head of Medical at Clene, commented, “The statistically significant difference in plasma neurofilament levels, a key marker of
neurodegeneration, is another independent indicator of slowed disease progression associated with CNM-Au8 treatment. Results with CNM-Au8 treatment in multiple
Phase 2 trials in ALS previously showed two independent indicators of slowed disease progression—CNM-Au8 decreased time to clinical worsening and improved
survival at the 30 mg dose. These independent pieces of evidence strongly support CNM-Au8 as a potential treatment for ALS.”

Rob Etherington, Clene’s CEO, added, “For the first time, the FDA has recently granted accelerated approval of another ALS therapy based upon plasma NfL as a
biomarker predictive of clinical efficacy. Clene is exploring the possibility for a NDA filing. In addition to planning the global Phase 3 ALS trial, we are preparing the
complete CNM-Au8 clinical data package including our strong safety evidence, biomarker, survival, and time-to-event analyses for FDA regulatory discussion in the
third quarter. We believe the benefit-risk framework for CNM-Au8 strongly favors a path to approval.”




About Clene

Clene is a clinical-stage biopharmaceutical company focused on revolutionizing the treatment of neurodegenerative disease by targeting energetic failure, an
underlying cause of many neurological diseases. The company is based in Salt Lake City, Utah, with R&D and manufacturing operations in Maryland. For more
information, please visit or follow us on Twitter, LinkedIn, and Facebook.

About CNM-Au8®

CNM-Au8 is an oral suspension of gold nanocrystals developed to restore neuronal health and function by increasing energy production and utilization. The
catalytically active nanocrystals of CNM-Au8 drive critical cellular energy producing reactions that enable neuroprotection and remyelination by increasing neuronal
and glial resilience to disease-relevant stressors. CNM-Au8® is a federally registered trademark of Clene Nanomedicine, Inc.

About Healey ALS Platform Trial

The HEALEY ALS Platform Trial is a perpetual multi-center, randomized, double-blind, placebo-controlled Phase 2 program designed to evaluate the efficacy and
safety of multiple investigational products in people living with ALS. This landmark platform trial tests multiple treatments utilizing a shared placebo group. 161
participants were randomized to 30 mg CNM-Au8, 60 mg CNM-Au8, or placebo as adjunct to standard of care for a 24-week treatment period. Active drug was
offered to all participants who were eligible and elected to continue into the Open Label Extension. The primary outcome of the trial was the change in disease
severity over time as measured by ALSFRS-R through 24 weeks accounting for mortality (analyzed using a Bayesian shared parameter model). Prespecified secondary
efficacy endpoints included the Combined Assessment of Function and Survival joint rank test (CAFS), change in respiratory function as measured by slow vital
capacity (SVC), and overall survival. For more information, please see ClinicalTrials.gov Identifier: NCT04297683.

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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