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Item 7.01 Regulation FD Disclosure.

On April 17, 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: April 17, 2023 By: /s/ Robert Etherington

Robert Etherington
President and Chief Executive Officer
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Forward Looking Statements

This presemation contains “farward-looking staterments” within the meaning of Section 21E of the Secutities Exchange Act of 1934, as amended, and Section 278 of the Seeurities 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 er circumstances, including any underlying assumptions, are forward-logking statements. The werds “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-locking statements represent our views as of the date of this presentation and imvolve 2
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-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
uncartainties, our actual results ar performam:e may be materially different from those expressed or iImplied by these torward-leoking statements. Some factors 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 commaon stock on
Nazdag; our significant net losses and net operating cash outflaws; 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 apgroval; actions of regulatory agencies, which may affect the initiation, timing and progress of cinical trials and marketing approval; our
abiliry to achieve commeresial suceess for our drug candidates, if approved; our ahility te abtain and maintain protection of intellectual property for our technology and drugs; our reliznce 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 to complete the licensing or
development and commercialization of our drug candidates; the impact of the COVID-19 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 aftected by other economic, business, andfor competitive factors; and
ather risks and uncertainties set forth in “Risk Factors” in our most recent Annual Aeport on Form 10-K and any subsequent Quarterly Resorts 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 basad upon information available 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 1o indicate that we have
conducted an exhaustive inquiry Into, or review of, all potentially avallable relevant information. These statements are Inherently uncertain and you are cautioned naot to rely unduly upon these
statements. All information In this presentation s as of the date of this presentation, The information contained In any website referenced herein s not, and shall not be deemed to be, part of or
incorporated into this presentation.
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Building the Clinical Case for Neuroprotection & Remyelination
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Neurodegenerative Diseases Share A Common Mechanism:
A Decline In The Brain’s Ability To Produce Energy
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Brain Energy Potential Specific Neuronal Populations Are Vulnerable to Energetic Failure

Declines With Normal Aging
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~0.5% NAD'/NADH unit decline per decade
{~0.13 mV units per year by “'P-MRS Imaging}
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Energetic impairments in the CNS both pre-dispose and drive

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

CNM-Au8 Mechanistic Effects Improved Energy Production and
Nanocrystals Utilization

Clean Surfaced, Highly Faceted
_np %  Increased NAD

1  Increased ATP

1 Decreased reactive e [ B
¥ oxygen species

CNM-AUB
MNanoerystal
Suspension

’f Increased proteostasis

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

Standard of Care

Motor Neuron
Disease ot
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Multiple
Sclerosis (MS)
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Parkinson’s
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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

Results demonstrated a potentially meaningful 10% improvement in

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

engagement for CNM-Au8 on CNS

biomarkers related to energetic effects in 1° Endpoint [integrated PO & M3}’ Explaratory
the brain using Magnetic Resonance [ATP Mormallzation)
Spectroscopy (*'P-MRS)
Mp.MRS Change in Brain NADYNADH Ratio at End of Treatment REPAIR Integrated Analysis
Partial violuma Goll; Rabio of NADNADH (% Fracton of MAD* % Fraction NADH) Mp.MRS Change in f-ATP at End of Treatment
Primary Endpaint, Mean = SEM [Paired t-test) Full Walume Coid Y'P Signal Area (negrad)
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,’: RESCUE Encouraging Efficacy Signals in Phase 2 Trial

L/

1° & 2° Endpoints
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£ 4 RESCUE

Time to ALS Clinical Worsening

CNM-Au8 Improved Patient Function, QOL, and Slowed

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

ALS
Proportion with <6
paint decline
ALSFRS-R §-point Decline Respander
[Proportion frea from = G point dading)
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ALS Clinical Worsening

ALS Disease Progression
RESCUE-ALS Explaratary Endpont
ITT Population, All Randomized
Kaplan-Maisr Estimate, Percent Event Free
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£ 4 RESCUE' - OLE | Preserved ALSFRS-R Functional Decline

Early CNM-Au8 Treatment Impacts Long-Term Function Compared to Original Placebo

ALSFRS-R Slope ALSFRS-R Slope ALSFRS-R Slope
Baseline to Week 48 Week 60 [OLE Week 24] to Week 120 Summary
ALSFRS-A Blope Changs 10 Weok 48 ALSFRS-A Blapae Charge in OLE Participants
Random Siopes Modsl Post Hoc [Baseine 1o Weak 48 [OLE Week 127 [Pandom Slopes Model Post Hac (OLE Week 24 6 OLE West B4 Wissk 1200
Slope Differance (SE), Points per Month, ne=43 (14-July-2022 Data Cuf]

ALGFRE-R Rabe of Decling (Ponts par Monin)
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* CNM-AuB preserved functional decline: ALSFRS-R of 2.6 points at 48 weeks compared to placebo

* Early CNM-Au8 treatment preserved long-term ALSFRS-R score by 6.0 points vs. OLE original placebo
OLE 1Z2-manth LPLV data cut of July 14, 2022
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g 4 RESCUE'| © OLE | Decreased ALS Time to Clinical Worsening

| 2

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

100

Hazard ratio= 0478

: < clinic .
S — The risk of ALS clinical worsening was

-j
o
1

decreased ~50% for CNM-Au8 compared
to placebo in OLE up-to-120 weeks

Log-rank, p= 0.0484

Probability Event Free
g
1

e e e B -
'"; Clinical worsening events included:
== * Death,
25+ by
Ry * Tracheastomy,
_____________________________________________________________ = le- * Need for non-invasive ventilatory support, or
Double-blind Open | Pariad = Gastrostomy (feeding) tube placement.
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. REscup. - Demonstrated Significant Impact on Long-Term Survival 60%

4
&
— Decreased Risk of Death through 120 weeks

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)

Early CNM-Au8 treatment demonstrated a

significant survival benefit:

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

* 60% decreased risk of death

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

Probability of Survival

30 3
20 bl i A il I rialit idipants originall domized to CNM-AUE red to
o me 1o all-cawse mortality amongst participants originally randomized to -AuE com
== Active 86% Weld Gt 017710 0.844 participants originalty mn;;miaedi :mb:ihmgsal l:;lst 12-manths following the Ias:’apmim1
a0, Flacebo Log-rank. p=  0.0429 last wisit {14-July-2022). Vital status and date of death (as applicable) were captured for all subjects
0 T 7 : . - withdrawn from the study, Lost-to-follow-up (active, n=3; placebo, n=1} censored as of the date of
[} 24 A8 T2 o6 120 last soudy contact, Al OLE ex-placebo CNM-AuS transitoned participants within the placebo group.
Weeks [Post-Randormization) All current active OLE subjects are right censored as of 14-July-2022,
Ad Risk n)
CMM-AuB: 23 23 20 19 13 T
Placebo: 22 20 19 15 1 3
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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 placeba)

SCREENING (.Juty 2020
:' aki Wit I Win-ah L 3B LU W W k L Wiaah E ¥ Weak TE

8- - O— =L - - bt O m (— -0 { ——L —8
Regimer‘l A (n=160) End of stud : i EOS

. ! f study or Open Label Extension {up to 52 weeks)

— —0——0 O L -
Regimen B (=150

— e O & D e e EE L R PP -
Regimen C (CNM-AuB) (n=1em L

— ) O O B e e e -
F!egir'ner! D in=1601

— —-0—o0 O O e T P TR TP RTTRT -

Phone calls ot Weeks 2, 17, 70

Weighted Average of
Slope Change & * CAFS (Joint-Rank)

Hazard Ratio 20

Change in
ALSFRS-R slope

Exploratory

* Slow Vital Capacity Endpuints

adjusted by mortality Weighting based on = Survival (Death + PAV)
# of Martality Events
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Survival Signal | >90% Reduced Risk of Death with 30mg

Shared Placebo Across Regimens

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

% Hazard Reduction at Week 24
(1 - Hazard Ratio, 85% Confidence Interval)
Feivers Fanrg
Fiacaba CNM-AUE Sy
L 3
‘B4% Decrease
Death or Death °
Equivalent (PAV) | & tEv:r:zam. 1
4% Dacroase
Death i
Alone | = {Ewents: B vs, 1)
* p=0075
L} T T T T T
25 a 25 50 75 100

14

o Risk Reduction (1 - Hazard Ralio)

HEALEY ALS
Platform Trial

CNM-Au8 Regimen Only (Regimen C)

CHM-AuB 30mg Survival | Adjusted Cox Proportional Hazard
Efficay Regimen Only Set (Within Regimen Analysis)
% Hazard Reduction at Week 24
{1 - Hazard Ratie, 35% Confidence Interval)

Fareos Favora
Pincetba CHM-AUE 30mg
- L3
BE% Decrease
Death or Death | & | Eveniave 1)
Equivalent [PAV) o= 0028
Death 95% Decrease
Al | [ @ | (Events: 3vs.1)
one A= D054
-25 L] 25 50 5 100

% Risk Reduction (1 - Hazard Ratio}

PAN = Permanently Assisted Ventilation; Prespacified covariate adjustments indude: [i} time from symptom onset, (i) pre-basefine ALSFRS-R slope, (i) riluzole use, (iv] edaravone use, (v] age. Events {placeba vs,

activel.. p-values are not adjusted for multiple comparisons; exploratary analyses by dose.

Na evidence for treatment effect at 24 weeks for either adjusted ALSFRS-R change, CAFS, or SV [combined 30 & 60 mg doses)

»CLENE
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: 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

Tracheostomy NIV =22 hours per

rﬁ % ( ) %1 |/ "_“‘\l

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 cutcomes

g & »CLENE
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Delayed Time to ALS Clinical Worsening (Composite)

Reduction in Time to ALS Clinical Worsening (Composite)

i . . First Instance of Death, Tracheostomy, PAVY, or Feeding Tube
Clmlcgi Worsening Composite Risk Adjusted Gox Proportional Hazard Model (Primary Covariate Modal)
(Time to First Instance) % Hazard Reduction to Week 24 (Double-Blind Pericd)
r,-' \\ Favors Placebo Favors GNM-Aus
—. - . >
| Death
N @ g e i & B3%, p= 0.0506
— Combined Doses §
(30mg + 60 mg) :
A 45%, p=10.1049
| < | Tracheostomy
Il_f " % Permanent Assisted & Td%, p= 0.0347
| Ventilation iR i
A NIV >22 hours per day) 30mg
— i vk 55%, p=0.1043
< i ., gl
{ = % Feeding Tube i
| LI S r T T T T 1
# ™~/ Placement -25 0 25 50 75 100
P o ____/
\ = _../J % Risk Reduction & Within Regimen Only (ERQ)
{1 - Hazard Ratio, 95% Cl as Profile Likelihood)

A Al Shared Flacebo (FAS)

For the within regimen (ERD} analysis, feeding tube placement was always the first initiating event for the composite.

Ll o Fils, v Mandenedicine, i

HEALEY ALS
Platform Trial

Prespecified covariate
risk adjustments
included: (i) time from
symptom onset, (i) pre-
baseline ALSFRS-R slope,
{iii) riluzale use, (iv)
edaravone use,
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Delayed Time to Clinical Event Summary
CNM-Au8 30mg | Within Regimen Analysis (Primary Model)

CNM-Au8 30mg delayed time to clinical worsening at 6 months

CMM-AuB 30mg | Clinical Event Risk Reduction
Within Regimen Analysis (Efficey Regimen Only)
Risk Adjusted Cox Propartional Hazard Maodel
Percent (%) Hazard Reduction to Week 24 (Double-Blind Period)

Fawors Fiacebo Favors Ch-Aul

- . >
A Time to Death or PAY —fl | 98%, p=0.0282
W Time to Death Alone —_— - | 95%, p= 00534
£ Time o Feeding Tube Placement re Td%, p=0.0347
© Time to Assisted Ventilation < B3%, p=0.0580
O Time to ALS Hospitalization O—— | 843, p= 0.1066
[ Time to Any Hospitalization = 89%, p= 0.0652
$ Time to Clinical Woesening (wf any hosp.) O B2%, p=0.0612
@ Time to Clinical Worsening (wio hosp.) O Td%, p=0.0347

r : T 1
-50 il 50 100
% Risk Reduction

{1 - Hazard Ratio, 95% Cl as Profile Likelihood)

Ll o File, i Manoenedicive, lin

HEALEY ALS
Platform Trial

Supportive sensitivity analyses
Incorporating baseline newrcfilament
light ehain [NIL) levels were similarly
robust and resulted in increased effect

sizes and smaller nominal p-values.

Prespecified covariate risk
adjustments inclueded: (i) time frem
symptom anset, [ii) pre-baseline
ALSFRS-R slope, (1) riluzole use, {iv)
edaravone use,
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ALS Summary | CNM-Au8 Has Demonstrated Survival Benefit and Delayed Time
to Clinical Worsening and Functional Decline

Significant

Opportunity

CNM-Au8” Clinical
Results

£ % RESCUE

B

HEALEY ALS
Platform Trial

Global Phase 3

ALS Trial

-

~
* ALS remains a devastating and fatal disease within ~3 to 5 years of diagnosis—a
significant unmet need
e,
£ k.
* 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)
o 6.0 points slower decline vs to OLE original placebo (p=0.0057)
* 74% lower risk of time to clinical worsening at 6 months in the Healey ALS Platform
Trial (p =0.035)
e F
g ™
* RESCUE-ALS and Healey ALS Platform Trial results support advancement to Phase 3
RESTORE-ALS with the 30 mg dose

B Clene




HEALEY ALS Platform Safety Summary

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

®* No SAEs were assessed as related to CNM-Au8

All Shared Regimen CNM-Au8 CNM-Au8
Treatment Emergent Placebo Placebo 30 mg 60 mg
Adverse Events (TEAEs) (%) (%) (%) (94)
Participants with Any TEAE 90% 93% 92% 93%
Participants with Related TEAEs 39% 34% 29% 43%
Participants with SAE 9% 17% 10% 16%
Participants with Related SAEs 1% 2% 0% 0%
Participants Withdrawn due to TEAE 7% 7% 7% 7%

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

»CLENE




@VISIONARY-MS Core Design Elements

STLUDY

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

seeine DO F F % B % B K
O+O0O0O—e O —e O —e O —@
¥

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-Au8 Open Label Extension (OLE) for original active and placebo continues for up-to-96 weeks

Change in Low
Contrast Letter Acuity

Change in modified M5
Functional Compaosite (mMSFC)

10

. AHPT SDMT T25FWT LCLA
— 20 '

el .o
el ks perglc 2 honNE TOASIRS Y, (ala on [ e, Clers Naromedone,




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

mean [sd)

CNM-Au8 15 mg

(n=24)

CNM-AuB 30 mg

(n=25)

Placebo
(n=24)

All Participants

(n=73)

38.4

(10.2)

39.6
(7.6)

38.1
(8.3)

38.7
(8.6)

15
(63%)

16
(64%)

20
(83%)

51
(70%)

Race
n, (%)

White

23
(96%)

24
(96%)

22
(92%)

69
(95%)

Weight

(kg)

78.0
(17.1)

78.6
{17.3)

83.0
(23.3)

758
(15.3)

EDSS

Score

1.83
(1.3}

1.50
{1.1)

1.85
(1.4)

1.75
(1.5}

anceredic e, e

@‘E[SIONAR‘(—HS
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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
{Carrect LOLA Lefiers)

A 22

[ - o
¥ i A DZOVE e ! _ . .
Significantly Improved Vision svroe Global Neurological &y
Improvement :
: adh /..
Change in Low Contrast Letter Acuity (LCLA) Change in modified M5 Functional Composite (mMSFC)
LCLA Change in the Affected Eye LCLA affected/fallow, 9HPT dominant/non-dominant, SOMT, T25FW
miTT, LS Mean = SEM B (T Popusation, LS Mean = SEM)
e a8 Diffe - 243 Week 48 LS-Mean Diterence = 0,28
Yoek 4.1 = Meen [Nflererice =- 3. i 955 Ol = 00510 0.51
95% Cl = 40.08 fo 6.33 o= 00197
3 p= 0056 j_ o
e ’§ i o 1) .
. l - | E s 2
1 .
H = i
3 - - &E 0.2 .. I
B L s BN
A BT 1 . '__.-—"
0¥ T T T = | i sl
i L T T T T
, " “ i * o 1z 2 a6 ag
Woeoks ‘
#- Chh-Aud B 044 - CHM-AS Wecks
(Post-Randomization) 1 e
2+ =% Placebo o Pl {Post-Aandormization)

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

and low contrast
letter acuity
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@VISIONARY-MS
VISIONARY-MS Measures of Axonal Integrity "

Visual Evoked Potentials (VEP) Advanced MRI Technigues

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

Fractional Anisotropy Brain Diffusivity

C5F I)
I w GM If'
J . -
*’SL i - o
Thalams U |J,:! l
¥

izl Coriex

What Happens in the Visual System Happens
Throughout the MS Brain
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@EI_SIONARY—HS

CNM-Au8 Improved Information Signal in the Visual Pathway

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

Increased Amplitude
(Signal Strength)

From the Eye to the Brain’s
Visual Cortex

s VEP Affected Eye VEP Fellow Eye
Wik 48 LS-Mean Difference = 6.1 Wk 48 LS-Mean Diffarence = 8.7
95% Cl=-06t 12.7 895% Cl=3.110 16.3
i p= 00730 p= 0.0047
- T -
3 y —= =0 g
a 57 S i 4+ CHNM-Aus
EE ‘h ® ik Both Eyes
(=3 e
- = -
gg 0= T g 1 r
55 0 12 24 24 48
-] el 6 O Placstio
* 54— CNM-AuS Affected Eye 1 Balh Eyes
9 & Placebo Affected Eye !
& CMNM-AuE Fellow Eye Weok 48 VEP Both Eyes
-10- - Placebo Fellow Eye LE-Mean Difference = 7.9

95% Cl=141to14.4
p= 0.0184

WEP Affected Eye Dafined as Longest Latency at Basaline

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

neurons can contribute to information signaling after treatment

»CLENE
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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 Diffusicn Tensor Imaging | Fractional Anisotropy (FA)
Whole Brain (Cerebrum) Wesk 48 Change from Baseline
T Pupui ion, LS Mean + SEM ITT Population. LS Mean Differance = SEM
e Aty Favors Placebo Favors CNM-AuB
Week 48 LS Mean Difference = 0.0029 5 5 a2
0.00:2 B5% C = 0.0048 o 0.0054 | s € FA_Carsbrum
p=00198
E o 0.001
E g % < FA_Cerabral Whis Matter
0.000 e —— T T
E e ] e —— 38 48
£F 00014 S = | [ —1 & Fib_Cansbeal AW
%m ] e -
m - L i
5- 5 -00024 = .
S ¥ B FA_Outic Radiation
0,003 T v
‘Worsaning
'Mm"l = Active - - [ FA_Optic Raciaton NAWM
L Wesks (Post-Randomization) . : : : ; : ]
<0005 - =0.001 0.000 2001 n.noz (L] 0.004 0,005
Change from Baseline
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Summary | Consistent Paraclinical Evidence of Neuroprotective Effects
Favoring CNM-Au8 Treatment

Paraclinical Paraclinical Measure e ] =
2 z . Significance Key Findings Implications
Endpoint LS Mean Change - Week 48
EA within the whaole braln {Cerebrum) p=0.0193
Diffusion Tensor Improvements of Neuroprotection and preservation
Imaging (DT} axonal Integrity and of white matter integrit
Eing F& within total Cerebral White Matter p = 0.0805 E d il
measure of Fractional neuronal structure associated with decreased
Anisotropy (FA) across the brain cognitive and functional decline
Fi within total Cerebral Mormal Apgearing White Matter pe=0.0823
Amplitude percent change across both eyes pe0.0184
Multi-focal Viswal 2 Improved information Neuronal preservation and
Amplitude percent change In the most affected eye at baseline e
Evoked Potential (mf: p=0.0730 signal along the viswal  improved Information signal frem
VEP) pathway previously impaired neurons
Amplitude percent change in the least affected eye at baseline p = 0.0

Critical unmet need in M5 for treatments that protect neuronal function independently of

immunomodulation to decrease disease progression

»CLENE

% e

Ll o File, i Manoenedicive, lin




VISIONARY-MS Safety Summary

I@E[SIONAR‘(—HS
CNM-AuUS8 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-AUB
(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) Lentigo maligna melanoma, (2) pregnancy; CNM-Aug 15mg SAEs: {1} Pneumonia, bacteremia (staph aureus), endocarditis;

CNM-AuB
30mg SAEs: [1) Ketamine infusion for pain and paracetamol overdose; {2} deep vein thrombasis [6-manths post-discontinuation)

Ll o File, i Mandenedicice, I
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CNM-Au8 is Consistently Favored for Treatment of MS @VISIONARY-MS
Progression Independent of an Immunomodulatory Effect

' ™

. Significant * MS patients continue to progress with increasing cognitive and functional
N J Dptp,mrtunity deficits accumulating even while receiving disease-modifying therapies—a
/ significant unmet medical need

p

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

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

Results
* Paraclinical MRI and VEP improvements support clinical benefits, consistently
favoring CNM-Au8

AN B
o
Global Phase 3 * Phase 2 VISIONARY-MS safety and efficacy results support advancement to
MS Trial Phase 3
h, i
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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
ALS, MS & PD

Findings Adverse Event (AE) Profile

Assessed
as Predominantly Mild-to-

All Animal Toxicology Studies
% SEZIChY Over 400 Years of Subject

Resulted in

Exposure Without

No-Adverse Effect Level (NOAEL) Moderate Severity (diritified Safety Sipnals

Findings and Transient

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

severe, life-threatening, or resulting in 175 weeks

death
* AEs transient and predominantly mild-

to-moderate severity

* Multiple species up to 9-months

treatment

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

p CLENE
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Growing Body of Evidence for CNM-Au8®

Disease 2021 2022 2023 Key Findings
Dernonsirated survival benedit, preserved
Tpes Label xtensim Tunction, and skaed clinical worssning in the
Amyotrophic OLE
Lateral
Sclerosis (ALS) HEALEY ALS e DOemonstrated survival banadit
Platform T3 2 at & manths

Parkinsons
Disease (PD)

Establishied brain farget
engagemant & safety

Phase ¥ tangel eagagement

Damonstrated global neurciogical
mprosamant in WS patlents on adjuncthes
AT stanidard of tane

CNM-Aus

Multiple
Sclerosis (MS5)

Estabdished brain target engagsment &

: gy salaty
Fhusns T g prajaiemanl

Dngeing 1o establish targe
angagement B safety

it 1 1§81 #R(isgeren
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Clene | Anticipated Catalysts Over the Next Year

M ID-|2023 20IZ4 MID-?024

Potential accelerated
review FOA ALS
Ad-Cornm*

le-Blind & OLE

Biomarkers up-to-18 months:

= NfL

* UCHL-1 Potential NDA ALS
i g secelerated review

» UrinaryP75 Clinical Data up-to-18 months e

o Crestaine {ALSFRS, Clinical Worsening)

Long Term Survival Data ALS FDA NDA
Request to-file meeting

ALS FDA EOP2 and

EMA Scientitic Advice

M5 FDA EOP2 and EMA

Sesentific Advice

" . Armyotrophic Lateral Sclerosis (ALS)
Survival & Clinical data up- Clinical data M”'
to-3yrs uP—tD'}wf S . Multiple Sclerosis [M5)
e

P Sa S LILEE

— =) TN .-

I
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Evidence Supports CNM-Au8 Therapeutic Potential to Treat
Neurodegenerative Diseases

@VISIONARY-MS

Strong IP:

150+

patents on
nanotherapeutic
platform

cellular energetic catalyst
to remyelinate® & protect
neurological function

>400

patient yea

>90% decreased risk
‘of death with 30 mg in
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