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Item 7.01 Regulation FD Disclosure.

The Company from time to time presents or distributes to the investment community at various industry and other conferences slide presentations to provide
updates and summaries of its business. A copy of its current corporate slide presentation is attached as Exhibit 99.1 to this Current Report on Form 8-K. The
Company undertakes no obligation to update, supplement or amend the materials attached hereto as Exhibit 99.1.

The information under this Item 7.01, including Exhibit 99.1 hereto, is being furnished herewith and shall not be deemed "filed" for the purposes of Section
18 of the Securities Exchange Act of 1934, as amended (the "Exchange Act"), or otherwise subject to the liabilities of that section, nor shall such information
be deemed incorporated by reference into any filing under the Securities Act of 1933, as amended, or the Exchange Act, except as expressly set forth by
specific reference in such filing.

Statements contained under this Item 7.01, including Exhibit 99.1, regarding matters that are not historical facts are "forward-looking statements" within the
meaning of the Private Securities Litigation Reform Act of 1995. Because such statements are subject to risks and uncertainties, actual results may differ
materially from those expressed or implied by such forward-looking statements.

Item 9.01. Financial Statements and Exhibits.

(d) Exhibits

Exhibit
No. Description

99.1 Corporate slide presentation of Akero Therapeutics, Inc.




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.
Date: January 11, 2021 AKERO THERAPEUTICS, INC.
By: /s/ Andrew Cheng

Andrew Cheng, M.D., Ph.D.
President and Chief Executive Officer




Exhibit 99.1
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A Global Disease,
A Pioneering Treatment

Akero Therapeutics, Inc.
Corporate Presentation

January 2021




@ 3 SAFE HARBOR

This presentation may contain “forward-looking statements” of Akero Therapeutics, Inc. (“we,” “us,” “gur,” “akerc” or the “Company”) within the
meaning of the Private Securities Litigation Reform Act of 1995 relatingto our business, operations, and financial conditions, including but not limited to
current beliefs, expectations and assumptions regarding: the future of our business; future plans and strategies, including cur expectations around the
therapeutic potential and clinical benefits of Efruxifermin; our development plans for Efruxifermin, including our belief in the unigue potential of
Efruxifermin as a foundational MASH therapy; our preclinical and clinical results, including our top-line safetyftalerability, laboratory measures and paired
biopsy data from our Phase 2a BALANCED study; the potential benefits resulting from the PRIME designation of EFX; expectations regardingthe design,
implementation, timing and success of the Phase 2b study and its results; the timing of Phase 3 and its results; the expected timing to complete Cohort €
and the collection of voluntary end-of-treatment bicpsies; risksrelated tothe competitive landscape; and the potential impact of COVID-19 on strategy,
our employees, supply chain, future operations and clinical trials. Words such as, but not limited to, "look ferward to,” “believe,” "expect,” “anticipate,”
“estimate,” “intend,” “plan,” "would,” "should” and “could,” and similarexpressionsor words, identify forward-looking statements. New ricks and
uncertainties mayemerge from time to time, and itis not possibleto predict all risks and uncertainties. Except as required by law, we assumeno
obligation to update these forward locking statements publicly, orto update the reasons actual results could differ materialby fromthose anticipatedin
the forward-looking statements, even if new information becomes available inthe future, Fora discussion of these and other risks and uncertainties, and
other importantfactors, any of which could cause our actual results to differ from those contained inthe forward-looking statements, see the section
entitled “Risk Factors” in our most recent annual reporton Form 10-K filed with the Securities and Exchange Commission, as well as discussionsof
potential risks, uncertainties, and other important factors in our other filings with the Securities and Exchange Commission_All information in this
presentation is as of the date hereof, and we undertake no duty to update this information unless required by law.

Certain information contained in this presentation relates to or is based on studies, publications, surveys and other data obtzined from third-party sources
andthe Company's own internal estimates and research. Whilethe Company believes these third-party sourcesto be reliable as of the date of this
presentation, ithas not independently verified, and makes no representation as to the adequacy, fairness, accuracy of completenass of, any information
obtained from third-party sources. In addition, allofthe market data included in this presentation involves a number of assumptions and limitations, and
there canbe no guarantee asto the accuracy or reliability of such assumptions. Finally, while we believe our own internal research is reliable, such
research has not been verified by any independent source.
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@ 3 CORPORATE HIGHLIGHTS

Efruxifermin:
Potential
Leading NASH
Monotherapy

Key Support from
Regulators

Expected 1H'21
Milestones

Experienced Team

akzro

Human FGF21 analog addresses all core aspects of NASH pathology

* Engineered for optimal activity and convenient once-weekly dosing

Phase 2a BALANCED study results among strongest data in field: liver fat reduction
coupled with improvements in histology, lipoproteins and glycemic control

Generally well-tolerated

Written guidance from FDA provides that Phase 2b protocol is safe to proceed
EFX designated as a Priority Medicine (PRIME) based on strength of Phase 2a data

Initiation of Ph2b trial (HARMONY) with 28 and 50mg doses
Readout from BALANCED study cohort in cirrhotic NASH patients

Involved in 20+ FDA approvals
Extensive experience in drug discovery, development and commercialization




@ 3 EXTENSIVE DEVELOPMENT AND COMMERCIALIZATION
EXPERIENCE INVOLVED IN 20+ MEDICINE APPROVALS

Andrew Cheng, MD, PhD | President & C

+ 19 years at Gilead
+ Chief Medical Officer & HIV Division Head
* Major role in 11 NDA/MAL approvals

Jonathan Young, PhD, JD | Founder, EVP & COO

+ Ower 15 years in biotechnalogy praduct development, law
and regulatory palicy

+ General Counsel and WP Policy, Braeburn

+ Partner and General Counsel, Foxkiser

Over 30 years at Plizer & Glaxe
= G50 of Plizer's cardiovascular and metaboelic disease unit

= Head of Groton & UK Discovery Research, Plizer

= Major role in discovery and early clinical evaluation of two
medicines: Selzentry (HIY) and Steglatre [Diabetes)

Kitty Yale | EVP lef Development Of

William White | EVP, CFO & Head of Corporate Development

= Ower 35 years at Gilead, Roche, Pfizer
= WP, Gilead Worldwide Clinical Operations

= Major rale in & global approvals WDA, MAS, INDA
and CFDA

+ 18 vyears in life sciences investment banking at Goldman
Sachs, Citigroup and Deutsche Bank

+ Nhiost recently, Head of US Life Sciences Investment
Banking at Deutsche Bank

» Advised on more than 570bnin M&4 and 525bn in
financing transactions




@3 NASH: A SERIOUS AND DEBILITATING MULTI-SYSTEM DISEASE

NASH epidemic fueled by rise in obesity and diabetes
Mo treatments currently available

w% ~N o @

An estimated The number of NASH patients with MASH is a leading cause The leading cause of
17 million Americans have NASH,  advanced-stage fibrosis and cirrhosis of liver transplantation  death for NASH patients is
with expectation that population is predicted to grow to & million in the US and Europe cardiovascular disease
will grow >50% by 2030 in the U5 by 2030, an increase of
approximately 140% from 2015
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@ 3 EFX ENGINEERING POTENTIALLY OPTIMAL FOR NASH EFFICACY,
WITH CONVENIENT ONCE-WEEKLY DOSING

Pravent gr]u?o-lafmagalnst [P KEV attributes
Aggragation ﬁ:&lﬂmm affinety

FAL S
Increass B-Klothae
Bin:ling Irriproves
WO

| Linker in wivo Stabidlity
Akero proprietary Increases half-life High affinity for
Fc @ Fc-FGF21, from < 2 hours B-Klotho
Al it P Point mutations to 3-4 days
=Tvm Better translation Balanced potency Inactive
to human at FGFR1c, 2c, 3¢ at FGFR4
FOFR Priothe

pharmacology

Stanislaus, et al (2017) Endocnnology 158(5): 1314-27; Lee, 5 et al,
|201E] Mature 5535: 501-505; Kharitsnenkaw, A e ol (3007)
Endocringlogy 148(2774-781
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@ 3 EFX ACTS ON TWO MAJOR SOURCES OF LIVER FAT WITH
POTENTIAL FOR OPTIMAL REDUCTION

Sources of Fat Flowing into Acting on both hepatic and peripheral sources of
and Through Liver for NASH Patients liver fat is key to optimizing liver fat reduction

EFX
Activity

Dietary Fat
(10-20%)

Source of Liver Fat FGF Receptor

eer Adipose Tissue:

De Novo LiPﬂlv-:if Lipolysis FGFR1c >
LiF—'ﬂgEnesis {40-5“,’.:.]
(30-40%) FGFR1c
FGFR2c, 3¢
FGFR2c
: . S
De Novo Lipogenesis ey

Lambert, JE et af [2014) Gastraenteralogy 146(3): 726-35
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@ 3 EFX DIRECT AND INDIRECT ANTI-FIBROTIC EFFECTS

Direct Effect
 —_

Indirect Effect

akzro

Kupffer Cell Activation

INFLAMMATION | ° -

. "
“egn P AMMETCEY
RUPFFER CELLZ

F
¥

PP

EFX

Hepatocyte Stress & Death

S "-"'C’t'.h':l " ;:
gg;%?:?ééﬁ ED@
e 5
: =]
02553
Dnclu‘>

Fibrosis

*Cited literature available
an company website




@ 3 PHASE 2A TRIAL (BALANCED) DESIGN

Screening
Biopsy-Confirmed NASH

ry
...
Screening

A Liver Biopsy
@ MERI-PDFF

akzro

Randomization

—:

—:

—

—

16 WEEKS )
Primary Endpoint

Placebo (n=20) % - Absslute Liver Fat
% g Key Secondary Endpoints
28mg EFX (n=20) g = *  Relative Liver Fat
= fe *  Response Rate
S& | - oaT
e
50mg EFX (n=20) ‘:@' & Key Exploratary Efficacy Endpoints
- g *  2-Point MAS Improvement
o = Fibrosis Improvement
70mg EFX (n=20) & | . NASHResolution
= Serum Pro-C3
A
Week b Week 12 Past-Treatment

| ]

Subjects achieving =30% relative reduction of
hepatic fat at week 12 eligible for post-treatment
biopsy; biopsy scoring based on NASH CRMN




@ 3 BASELINE DEMOGRAPHICS

Parameter Placebo
Mean (N=21)
Age (Years) 52
Sex (Male/Female) 6/15
Weight (kg) . 99,6
BMI (kg/m’) 37.6
Liver Fat Content (% by MRI-PDFF) 19.3
MNAFLD Activity Score (NAS) 5.1
Fibirosis Stage (% F2-F3) G2
Alanine Aminotransferase (ALT) (U/L) 50.7
Aspartate Aminotransferase [AST) (U/L) 38.6
% Type 2 Diabetes - 67
ak= Source Data:

50
g/10
108.2
38.8
21.4
5.6
63
62.5
41.1
37

Full Analysis Set

53
10/10
103.6

36.7
18.3
5.1
65
53.4
35.4
50

EFX 70mg

(N=20)

53
9/11
103.1
37.2
19.4
5.6
G5
56.8
44.6
50

10




@ 23 PATIENT DISPOSITION

Randomized Not Dosed
EFX{1)

Randomized (80)

Dizcontinued (11)

v

Dosed (79)

Administrative Due to AES
EFY (4] EFX (&) - Fha (1}

Nen-Responders
Placeha (18)

Week 12 MRI-PDFF (68}

Biopsies Not Collected
Due to COWIG-19
EEX (8)

v

MRI-PDFF Responders [50)
(= 30% Relative Reduction)

F3

End-of-Treatment Biopsies
Collected (42)

Full Analysis Set
All subjects who were randomized into the study

Safety Set
All subjects who received at least one dose of study drug

MRI-PDFF Evaluable Analysis Set
All FAS subjects who have Baseline and Week 12 MRI-POFF

Liver Biopsy Evaluable Analysis Set
&l responders who have Bazeline and End-of-Treatment liver biopsy results

e T T T

ak=z
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Absolute Reduction (%)

-12

-15 -

: : Baseline
@ 22.2% Liver Fat  =————p 3 0% Liver Fat (-90%)
-63% e % : f
-71% A\ B -
"l 2% . S s 2 o
12,3 ; S

SUBSTANTIAL REDUCTIONS IN LIVER FAT AT WEEK 12 ACROSS
ALL DOSE GROUPS

LS Mean Reduction in Liver Fat MRI-PDFF Images for
Placebo  28mg 50me T0mg Patient Treated with 50mg EFX
Week 12

o @ 40 @
=141 Proton Dansity Fat Fraction (PDFF)

-13.477

" p=0.001, versus pliceto [ANCOVA) Analyzed with LiverMultiScan

" p<0.05, " p0.01, " pe0.001 versus placebo (ANCOWVA)

Source Data: Full Anabysis Set 12




@ 3 MAGNITUDE OF LIVER FAT REDUCTION

Proportion of Patients Achieving Fat Reduction Thresholds at Week 12

: Placebo’ 28mg 50mg 70mg
Endpoint
(N=20) (N=16) (N=15)
Relative Reduction in Liver Fat

230% 10% 100% 100% 100% "
250% 5% 69% 100%"" 93%""
>70% | 5% 50% | 53%"" 80%""
MNormalization of Liver Fat Content
<5% 5% 25% 53%" 67% "

1a si'u_-',lr_' placeto responder lost 25 pounds over 16 weeks [11% weight reduction)

" p<0.05, " p0.01, " pe0.001 versus placebo (ANCOWVA)
ak=

Source Data: MRI-PDFF Evaluable Analysis Set




@ 3D SUBSTANTIAL REDUCTIONS IN MARKERS OF LIVER INJURY AFTER 16

WEEKS OF TREATMENT

A0% 4

FLETE

%

-10% 4

-40% 4

Bl 4

akzro

BL W1

ALT, LS Mean Change from Baseline AST, LS Mean Change from Baseline

w4 WE Wiz Wig W20 Wi Wiz WG W2

BL Wi

e Placbes

sl Placebo

== 2Bmg =—fl=—=50mg =LO= Tlmg = 20 mg eGS0 mp Qe 70mg

Similar dose-related improvements observed for GGT & ALP

" pe0.01, " pe0 001, versus placebo (MRARR)

Source Data: Full Analysis Set

14




HIGH RESPONSE RATES ON NASH RESOLUTION AFTER 16 WEEKS
ACROSS ALL DOSE GROUPS

TOM 4

0% 4

50% 4

A0% 4

%

20% 4

1%

% =

50%

" Placebo
N=2

MNASH Resolution'? and
No Worsening of Fibrosis

48%

Al EFX
M=40

54%

28mg 50mg T0mg
N=13 MN=13 M=14

Lmas score of 0 or Lfor lobular inflammation and a score of O for balloening
“secondary and exploratory histological endpoints were not powered for statistical significance
*hsingle placebo responder lost 25 pounds over 16 weeks [11% weight reduction)

akzro

Source Data: Liver Biopsy Evaluable Analysis Set

Biopsy Reading

* Al baseline and end-of-treatment

biopsies were centrally read by a
single NASH-CRN pathologist

Baseline biopsies were not re-read
with end-of-treatment biopsies

All biopsies were read blinded to
both treatment assignment and
patient

15




@ 3 HIGH RATES OF FIBROSIS IMPROVEMENT AFTER 16 WEEKS

akzro

ACROSS ALL TREATED PATIENTS

Fibrosis Improvement =1 Stage and

Mo Worsening of NASL?
T B
62%
&% - i
0% 4 48% i
A0% -
ENEE B
20% - g
10% E
- 0% |
Placeho All EFX 28mg 50mg 70mg
N=2 M=40 M=13 N=13 M=14

! Improvement in liver fibrasis greater than or equal to one stage and no worsening of NASH [defined as
na increase in NAS for balloaning, inflammation, or steatosis)
* Secandary and exploratory histological endpaints were not powered for statistical significance

Lource Data: Liver Biopsy Evaluable Analysis Set

16




@ 3 RAPID IMPROVEMENTS IN FIBROSIS BIOMARKERS CONSISTENT WITH
HISTOLOGICAL IMPROVEMENTS

Pro-C3, LS Mean (ug/L)
Pro-C3, LS Mean Change from Baseline

Dose Group Baseline A Week 12
BL W1 wa WE Wiz Placebn 16.1 A5
][‘l% T . ‘l.l.j
28mg 19.2 -&.1
0% 1 50mg 16.2 5.9
10% 70mg 17.2 -6.7
-20% A Enhanced Liver Fibrosis (ELF) Score, LS Mean
-30% Dose Group Baseline A Week 12
A0 - Placebo 9.4 0.0
505 28mEg 9.5 -0.?_"
S0mg 9.5 0.8
Placebo == 28Bmg el S0 = Q= 70mg 70mg 9.6 _0_4'
*** pe0.001, versus placeba {MMRIM) " pe0.08, " po0.001 versus placebo (ANCOWA)

ak—Em Souwrce Data: Full Analysis Set 17




@ 3 FIBROSIS IMPROVEMENT IN F2-F3 PATIENTS: HALF OF PATIENTS
IMPROVED 2 STAGES

All EFX Patients Baseline F2-F3 EFX Patients
(n=40) (n=22)
55% Change in = 2-Stage Improvement (n=11, 50%)
liver fibrosis GRY,
Improved
WMo Change = 1-Stage Improvement (n=d, 18%)

—

BWorsenad

ak'Ero Source Data: Liver Biopsy Evaluable Analysis Set 18




@3 WEIGHT LOSS OBSERVED FOR ALL DOSE GROUPS

Mean Change in Body Weight (kg)

BL Wl W Wwe Wiz Wie

v Flacebo —tfr—20mg —l—50mg =7 0irng

ak'EI'O Source Data: Full Analysis Set

Mean Change in Body
Weight at Week 16 (kg)

Macebo 28rmg Simp 70mg

19




@ 3 |IMPROVED LIPOPROTEIN PROFILE

LS Mean Change From Baseline to Week 16 (%)

Triglycerides HDL Cholesterol Non-HDL Cholesterol LDL Cholesterol
B0% - 0% 5
. - O
0% 5% 55
0% -10% 4
-10%
20, -15% 4
-15%
10% 2% 4 .
0% -25% 4 -20%
Facebe 28mg  50mg  70mg Blacebs 28mg  S50mg  7Omg | | Placeho 28mg  S0mg  70mg Placebs 28mg  S0mg  TOmg

" p<0.05, 7" p<0.01, "7 pe0.001 versus placebo (ANCOVA]

ak-Ero Sowrce Data: Full Analysis Set 20




@ 3 CLINICALLY MEANINGFUL IMPROVEMENTS IN GLYCEMIC CONTROL
AFTER 16 WEEKS

LS Mean Change From Baseline to Week 16 (%)

All Patients (N=80)

01 01
a0 0.0

01 @ 01

02 @ 02

0.3 0.3
04 04 -
05 - . 05 -
05 06 -
07 - 07 -
08 - 0.8
09 09 -

HbA1c!

Type 2 DM Patients (N=41)

0

20% 4§

0%

|-10%

|-20% -

Placebs 28mg  S0mg  70mg

" |-30%

C-Peptide?

All Patients (N=80) | | Type 2 DM Patients (N=41)

Placebo  28mg  50mg Tomg | Placebo 2Bmg  SDmg  70mg FPlacebo 2Bmg SDmg  70mg

akzro

1 absolute change fram baseline, %

005,77 peo0 00, versus placebo (ANCOWA)

Source Data: Full Analysis Set

? Relative percent change from baseline

21




@ 3 DRUG-RELATED TREATMENT-EMERGENT ADVERSE EVENTS (TEAE)

Most Common (>10%) Placebo EFX 28mg EFX 50mg EFX 70mg

Drug-Related AEs’ (N=21) (N=13) (N=139]) (N=20)
Diarrhea 2 [10%) 21 [36%) 5 (26%) 10 (533) & (30%)
Mausea 0 [0%) 20 [34%) @ (32%) 4 (21%) 10 (5060)
Increased appetite 1[5%) 13 [229%) 4 (21%) 4(21%) 5 (25%)
vomiting 0 [0%) g [16%) 5 (26%) 2(11%) 2 (10%)
Fraquent bowel movemnents 0O [0%) B (14%) 3 (16%) 211%) 3(15%)
Abdaminal pain o [0%) 7 (129 1 [5%) 1 (16%) 3 (15%)
Injection site erythema O [0%) T(12%) 2 [11%) 0§0%) 5(25%)
Injection site reaction 0 [0%) B [10%) 2 (11%) 1(5%) 3(15%)
Fatigue 2 (10%) B[ 10%) 0 [0%) 1(5%) 5 (25%)

R s S O B T

TEAE Leading to Death
TEAE Leading to Discontinuation ik 3 2'? 0 4
Serious Adverse Event (SAE) 0 2 1¢ i 1

*fcross EFX dose groups

* pduscular Weakness & Myalglo; © Nowseo, Vemiting & Dysoeusia; Panic Attack and Anxiety-Lin kal Tremar;
¢ Dysphogia (Net Drug Refated); Acute Pancreatitis falso an SAE): Vomiting; Fatigue & Nausea; ? Reloted to pre-dosing llver biopsy

ﬂk-:l"o Source Data: Safety Set

22




@3 NASH DEVELOPMENT LANDSCAPE: FIBROSIS IMPROVEMENT

Proportion of Subjects with =1 Stage Improvement in Fibrosis and No Worsening of NAS?!

— inventiva | = h I
Ek:l‘ﬂ |- @ '@Mﬁgﬂ gal CYiABAY e ek Intercept .I
Efruxifermin Lanifibranor Aldafermin Resmetirom Seladelpar Semaglullde Ocaliva
16 Whs (Ph2a) 24 Wks (Phib) 24 Whs (Fh2a) 36 Whs (Ph2a) 52 Whks (Ph2a) 72 Whs [Ph2b) 78 Wks (Ph3)
Weekly Injection Daily Oral | Daily Injectian Daily Oral Daily Oral Diaily Injectian Daily Oral
6% ’ ) i
— 24 Wks Increasing dosing duration 78 Wihs =
48% 46% 48%
38% 7%
29% —— 29%
24% 24% 23%
18% i) 18%
0% .
Pho  ANEFX  S0mg Pho 0.8z 1.2z Phbo img Fho all Fbo  ZDmg  Z0mg Fbe  02mg Ddmg Fho 10mg  25mg
[N=2] (N=40] (N=13] [M=0Z) [M=53) [M=6D3) (M=22} [N=50) [M=34) [M=T4) [M=25) {M=42) (N=A46} [M=20) (M=T8) [N=82) [M=311 MN=312 N=308]
WNote: These dota are decived from different dinicel toels gt diferent Imwgntiva [2020] lune 16 Corporate Presentation; NGR Bio (2020) lune 3 Corparate Presentation; Harrison, 5 etal. [2019)
fferemces in ool design and potient Lancet 304{10213):2002-24; Cymalay [2020] March 12 Press Release: Movo Mordisk (2020] June 19 RE&D Investor
4. Mo haod-to-heed clinical Irals hove baen canducied, Presentation; Younass £ et al. [2019) Lancet 394(10215):2184-%5. All trademarks are the property of their respactive owners,

'FDA Guidanee for Industry: Noncirrhotic Monaleehalic Steatohegatitic With Lives Filradis: Desaloging Drugs lor Treatment (2018) 23




@3 NASH DEVELOPMENT LANDSCAPE: NASH RESOLUTION

Proportion of Subjects with Resolution of NASH and No Worsening of Fibrosis!

- inventiva [ z h i
akzro o e @ “Madrigal CYRaABAY e sk Intercept | |
Efruxifermin Lanifibranor Aldafermin Resmetirom Seladelpar Semaglutide Ocaliva
16 Whs (Ph2a) 24 Wks (Phib) 24 Whs [Ph2a) 36 Whs (Ph2a) 52 Whks (Ph2a) 72 Whs [Ph2b) 78 Wks (Ph3)
Weekly Injection Daily Oral Daily Injection Daily Oral Daily Oral Daily Injection Daily Oral
67
* 54% . : s
50% ag — 24 Whs = 4 Increasing dosing duration 78 Whs =
25% 239
12%
Pho® Al EFX 50mg b 0.8g  lIg 0mg  Sdmg Fho  0.2mg O4mg Foo  10mp  25mg
(N=2] [N=d0) {N=13) [N-F.-I] [M=63) [M=63) |N_22:| [N_sm (M_.aa] 1N_?Q:- m_zs; [M=42) [M=4E) (N=80) (M=78] (N=82] | ([N=311)N=312}N=308)
* A single plocebo

Miote: These
i
ot i

are derived 'r.Jr'l different clinical triafs

responder lost 25
pounds ouver 16 weeks

Inventiva (2020) June 16 Corporate Presentation; MGM Bio [2020] June 3 Corporate
Presentation; Harrisan, 5 et al, (2019) Lancat 304 10213):2042-24; CymaBay |2020] March 12

i
£

Fress Release: Movo Nordisk (20200 June 19 RED Investor Presentation; Yownossi £ et al. (2019}
{11% weight reduction) i Cirh Lancet 334{10215):2184-0E. All tradarnarks are the progerty of their respective owners.
ak":rlo VFDA Guidanee for Industry: Noncirrhotic Monaleahalic &

taatohepatitis With Liver Fibrodis: Desalaging Drugs for Treatment (20138)

24




@3 FGF21 DEVELOPMENT LANDSCAPE

MNoninvasive Measures: Percent Akero (EFX) BMS (Pegbelfermin) 89Bio (BIO&9-100)
Change From Baseline to End of Study 16 weeks 16 weeks 12 weeks

Dose pbo 280W 500w pbo 20 oW 10ap pbo wBaw | 27aw | 3602w
Patient Population Biopsy-canfirmed NASH Biopsy-confirmed MASH B0% MAFLD; 20% biopsy-confirmed MASH"
;};ts:i?:g”;?;i; ::p;: ::;nue;}:z;d e Mo end-of-study biopsy Mo end-of-study biopsy
MRI-PDFF, % relative reduction -G -26 -38 +10 -36 -60 -50
ALT -5 -22 -33 -4 -27 - -40
Triglycerides 0 -5 -5 -2 -18 -28 -21

. HDL-C -2 +12 413 +2 +9 43 +10
LDL-C +1 1 -11 +1 +3 “ -4
Adiponectin -4 +16 +15 -4 +29 +61 +24
% HbAle, absolute change MR 0 +0.1 n +0.5

Nate: These data are derived from different clinical trials at different points in time, with differences  NR, not reported  Sanyal et al (2019) Lancet;
in trinl design and patient populations, No head-ta-head clinical trials kave been conducted, 89Bio October 5 Corporate Presentation

akzro - Subjiects with biopsy-confirmed NASH were present only in the 18mg QW & 18 Q2W cohorts {Loomba et al, 2020 AASLD Paster #LP34)




@ I PERIPHERAL FGFR1c ACTIVATION

Adiponectin Triglycerides

100% - 10%
el =
o k=]
= ]
g B 2 o
=1 o
E z
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Mate: These data are derived from different clinical trials ot different points in time, with differences Sanyal et al [2019) Lancet;
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@ 3 FGF21 DEVELOPMENT LANDSCAPE: SUMMARY

Patient Population: MASH diagnosed only by biopsy: NASH BMS: biopsy-confirmed MASH:

Biopsy-confirmed NASH .
patiants have more advanced disease and worse comorbidities fapsy-cantl 29Bio: ~20% biopsy-confirmed NASH

Histalagy: Fibrasiz only histolegical endpaint correlated with Dermanstrated fibrosis improvermant BMS: histology data pending
liver autcomes by histology #9Bio: no histology data

Liver Fat Reduction: Max reduction requires inhibition of both
hepatic fat synthesis and adipose tissue lipalysis

BMS: 38% (10mg QD)

71% (50mg QW) 89Bio: 60% (27mg QW)

Large reductions in LFTs;

BMS/B9Bio: Smaller effects on LFTs
Consistent dose response

Liver Enzymes [LFTs): Reductions indicate improved liver health

Lipids: Cardiovascular risk #1 cause of mortality for NASH

\ . , . Robust and consistent TG and HOL-C effacts BMS/80Bi0: Smaller effects on TG and HDL-C
patients. Reflacts liver and adipose effects

BMS: HbALe not reported
#9Bin: no significant change in HbAldc

Glycemic Contral; Improvement in HbAle madiated by

ignifican r in Hba
peripheral insulin sensitization; 50% NASH patients diabetic Significant decrease bile

Safety & Tolerability: Baseline patient population influences In line with FGF21 class BMS: In line with FGF21 class
profile; Mild Gl events common for FGF21 in MASH patients : B9Bio: ~80% MNAFLD"

EFX delivered numerically largest effects, a clear dose response, with maximal or near-maximal effect at 50mg QW

ak’: " Subjects with biopsy-confirmed NASH were present only in the 18mg QW & 18 Q2W cohorts (Leamba et al,, 2020 AASLD Poster #LP34) 27




@ 3 BALANCED F4 COHORT EXPANSION (COHORT C) TRIAL DESIGN

ak=z

BALANCED study expanded to include cohort of patients with compensated cirrhosis (F4), Child-Pugh

Class A; results expected to inform long-term development in cirrhotic patients

16 Weeks
Number of Subjects

30 —+ Placebo (n=10)

e EFX 50 mg (n=20)

Primary Endpoint
Safety & tolerability

Sereaning
Randomization

A Liver Biopsy A A

<» Fibroscan & "Protocol amended to include veluntary end-of-treatment biopsies based &

& Fibrasis Biomarkers & oninvestigator/patient interest o]
(ELF, Pro-C3)

Data readout with biopsy results anticipated in 1H21
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@ 3 PHASE 2B TRIAL (HARMONY) DESIGN

Key Inclusion Criteria Phase 2b Primary Endpoint Key Secondary Efficacy Endpoints
= F2-3 NASH * Fibrosis Improvement * NASH Resolution  + Glycemic Control
= MAS 24 « Fibrosis Markers « Weight Change
= Liver fat =8% * Lipoproteins
24 Weeks Long-Term Safety Follow-Up
5w |2 = Placebo Placebo
™ E ﬁ
b5 - E
g 5 |8 28
L2 g EFX 28Bmg
=
EFX 50mg
r's 7
L L ]
A Liver Biapsy -
@ MERI-FDFF v
EOP2

== sl Phase 3 Initiation”

Meetin
E " Phase 3 protocol finalization expected

after end-of-Fhase 2 meeting with FOA

ak=z




@XM STRONG FINANCIAL POSITION

COMPLETED UPSIZED

FOLLOW-ON OFFERING
July 10, 2020

~>106M “>216M

Raised in aggregate Raised in aggregate
gross proceeds gross proceeds

akzro 30




@ 3 CONSISTENT RECORD OF MILESTONE DELIVERY

BALANCED

HARMONY 4
F2-F3 Liver Biopsy
Ph2b Read-out

~$216M Mk s
I
BALANCED ) nitiation .l

-| A "
BALANCED FIBF.3 Offering .‘ .
Fl—F3 IVer "JP_E',' -

MRi-pDFF  ead-out 1H
BALANCED  Read-out

usjuﬁm Initiation
Upsized IPO

July

Amgen
License %45.5M
$45M Series B

June

March

Series A
June

December
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@ 3 EFRUXIFERMIN AFTER 16 WEEKS:
POTENTIALLY FOUNDATIONAL NASH MONOTHERAPY

Improved Non-Invasive Markers Improved Histology

* £63-72% relative reduction in liver fat = 48% fibrosis improvement =1 stage and

no worsening of NASH
» ~40% reduction in liver enzymes

= 50% two-stage fibrosis improvement in
patients with F2-F3 fibrosis at baseline

Improved NASH Comorbidities Safety & Tolerability

* Reduction in ELF and Pro-C3

* Improved HbAlc and C-peptide * Generally well-tolerated
* Reduction in triglycerides = Transient mild/moderate Gl events
* Mo LDL-C increase = No TEAE discontinuations at 50mg

* Weight loss across all dose groups

akzro
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