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Item 8.01. Other Events.

The Company from time to time presents and/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 being filed herewith as Exhibit 99.1 to this Current Report
on Form 8-K and is incorporated herein by reference. The Company undertakes no obligation to update, supplement or amend the materials attached hereto
as Exhibit 99.1.

Item 9.01. Financial Statements and Exhibits.

(d) Exhibits

Exhibit Description
No.

99.1 Corporate slide presentation of Akero Therapeutics, Inc.
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@ 3 CORPORATE HIGHLIGHTS

Efruxifermin (EFX):
Potential Leading
NASH Monotherapy

Regulatory Status

2021 Milestones
(Completed &
Upcoming)

Experienced Team

ak=ro

Human FGF21 analog addresses all core aspects of NASH pathology
Engineered for optimal activity and convenient once-weekly dosing

We believe Phase 2a BALANCED study results among strongest data in field for both
F1-F3 and cirrhotic (F4) patients

Generally well-tolerated

EFX designated as a Priority Medicine (PRIME) based on strength of Phase 2a data
Plan to pursue marketing approvalin 2 distinct patient populations: F2/F3 & F4 NASH

Dosed first patient in Ph2b HARMONY study in F2/F3 patients with 28 and 50mg
dosesin March

Expect to initiate Ph2b SYMMETRY study in cirrhotic (F4) patients in 2H'21
Expect to manufacture Phase 3 APlin 2H'21

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 & CEQ

* 18 years at Gilead
* Chief Medical Officer & HIV Division Head
+ Majorroleinll NDA/MAA approvals

Tim Rolph, D.Phil | Founder &C50 Jonathan Young, PhD, JD | Founder, EVP & CDO

Over 30 years at Pfizer & Glaxo
€S0 of Pfizerscardiovascular and metabolic d isease unit
Headof Groton B UK Discovery Resaarch, Pfizer

Major role in discovery and early clinical evaluation of two
medicines; Selzentry (HV) and Steglatro [ Diabetes)

+ Owerl5 years in biotechnology product deve lopment, law
and regulatory policy

* GeneralCoursel and VP Palicy, Brasburn

» Partner and General Counsel, FoxKiser

Kitty Yale | EVP & Chief Development Officer William White | EVP, CFO & Headof Corporate Development

« Over 25 years at Gilead, Roche, Pfizer

* VP, Gilead Worldwide Clinical Operasions

* MajorroleinBglobal approvalsNDA, MAA, INDA
and CFDA

+ 18 years inlife sciences inrvestment banking at Golkdman
Sachs, Citigroup and Dewtsche Bank

« Mostrecemly, Head of US Life Sciences Investment
Banking at Deutsche Bank

+ Advised onmorethan 570bninME&A and$25bnin
financing Uransactions




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

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

w ~N oo @

An estimated The number of NASH patients with NASHis a leading cause The leading cause of
17 million Americans have NASH, advanced-stage fibrosis and cirrhosis of liver transplantation death for MASH patientsis
with expectation that population is predicted to grow to & million inthe US and Europe cardiovascular disease
will grow 550% by 2030 inthe Us by 2030, an increase of
approximately 130% from 2015

akzro




@ 3 CIRRHOTIC NASH PATIENTS HAVE POOR PROGNOSIS

Liver-related mortality rate increases ~60% 5-year mortality for F4 NASH patients
substantially from F3 to F4 fibrosis absenttransplant
Liver-Related Mortality Survival Free of Liver Transplantation
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ak=r0 Dulai, PS et al. (2017) Hepatology 65:1557-65 Angulo, P et al. (2015) Gastroenteralogy 149:389-397
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@3 EFX ENGINEERING POTENTIALLY OPTIMAL FOR NASH EFFICACY,
WITH CONVENIENT ONCE-WEEKLY DOSING

Key attributes

L9BR PTG
Privent Protects against loss

Aggregation  of B-Hlatha affinity
v vivo
Binding & Impreses
in vive Stabdlity
Akero proprietary  Increases half-life High affinity for
B-Klotho

Linker
@ Fc-FGF21, from < 2 hours
¢ borrri ; Point mutations to 3-4 days

: — Better translation Balanced potency Inactive
i to human at FGFR1¢, 2¢, 3¢ at FGFR4
pharmacology
Stanislaus, 5 et al (2017) Endeenaciegy 158(5): 1314-27; Lee, Ser al
[2048) Nature 553: 501-505; Kharitonankay, & et al. [2007)
H Endacrinelogy 1482774781

akzro




@ 3 EFX ACTS ON TWO MAIJOR 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

Source of Liver Fat FGF Receptor

Adipose Tissue:

Liver:

De Novo Lipolysls Lipolysis FGFR1c ¥

L_ : (40-50%)

ipogenesis

(30-40%) EGEs 10

Sl T— , FGFR2c 4
e INOVO LIpogenesis FGFR3c¢

Lambert, JE ot ol (2012) Gastroenteroiogy 196(3): F26-35
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@3 EFX DIRECT AND INDIRECT ANTI-FIBROTIC EFFECTS

Kupffer Call Activation Hepatocyte Stress & Death

-‘IIIIIIIIIIIIIII

. = i \_‘ r
s * ."Pmulmuumnl: \x."-\ "..‘-, *

EUPFFER CELLS

| Direct Effect  Indirect Effect
EFX ~ Drectéffect

» |

Myofibroblast Differentiation

nez,V et o, [2018) EMED *Cited literature available

[2018) PLOS one on company website




@ 3 PHASE 2ATRIAL (BALANCED) DESIGN (F1-F3 NASH)

16 WEEKS

Primary Endpoint

= .
é — i Mh{m i = Absolute Liver Fat
= E :';' g Key Secondary Endpoints
- o 0 ¥ &
q=| E = N 28mg EFX (n=20) E -E 5 :elatlenpi!rt:at
£ E H = = esponse Ra
| — [ 28 |-
= 3 o . P ke
n U E mad 30mg EFX (n=20) E .g Key Exploratory Efficacy Endpoints
a o o £ *  2-PointNAS Improvement
o vi O
o % *  Fibrosis Improvement
o S 70mg EFX [n=20) = *  MASH Rescluticn
= Serum Pro-C3
A A
L @ L L J
Screening Week 6 Week 12 Past-Treatment
A Liver Biopsy = TEr & -
@ MRI-POFF Subjects achieving 230% relative reduction of

hepatic fat at week 12 eligible for post-treatment
biopsy; biopsy scoring based on NASH CRN

akzro 9




@ 3 PHASE 2A EXPANSION COHORT C TRIAL DESIGN (F4 NASH)

BALANCED study included an expansion cohort, Cohort C, of patients with compensated cirrhosis (F4),
Child-Pugh Class A; results to inform subsequent development in cirrhotic patients

16 Weeks

Primary Endpoint

safety & tolerability § |— | Placebo (n=10)

E‘ — 2

z =

= E

_ (=}

w iE

PR EFX 50 mg (n=20)
A Liver Biopsy A = F )
4 Fibroscan i Protocol amended to include voluntary end-of-treatment biopsies S
& FibrosisBiomarkers ] -
(ELF, Pro-C3)

ak=ro 10




@ 3 BASELINE DEMOGRAPHICS: MAIN STUDY & COHORTC

BALANCED Main® Cohort C°
Mean L B (N=19) (N=20) (N=20)  [UC N
Age (Years) 52 50 53 53 57.1 61.1
Sex (Male/Female) 615 | 910 | 1010 oM | 73| 4/16
' Weight (kg) | 996 | 1082 | 1036 | 10321 | 1191 | 979
NAFLD Activity Score (NAS) 5.1 5.6 51 5.6 3.4° 4.2°
(range) | (At07) | [Aw7 | (3to7) | (Sto7) | [Pto6) | (1to7)
Alanine Aminotransferase (ALT) (U/L) 50.7 62.5 534 56.8 32.7 31.7
Aspartate Aminotransferase (AST) (U/L) | 38.6 . 41.1 . 354 44.6 . 289 | 314
% Type 2 Diabetes . 67 . 37 I 50 . 50 . 50 . 50
HbAlc (%) . 6.5 . 6.2 . 6.4 . 6.2 . 6.5 . 6.1
Triglycerides (mg/dL) 208 176 177 180 122 135
.-ELE-S:E‘CITE - [ .Q.d E 9.5 : T 9.5 [ T QI.E- ] 9? 10,4.
Pro-C3 (pg/L) 16.1 19.2 16.2 17.2 22.6 25.6
. Liver Stiffness (kPA) 11.9 - 125 11.3 12.4 25.8 221

*Full Analysis5et, F1-F3 (allsubjects randomized intothe BALANCED main study),; ® Full AnalysisSet, F4 (all subjects randomized into BALAMCED Cohort C [except where
otherwise noted]); © Liver Biopsy Anabysis 5et, F4 [all Cohort C subjects confirmed by central reader as F4 at baselnewith Week 16 | iver biopsy results)

ak=ro 11




@ 3 HIGH RATES OF FIBROSIS IMPROVEMENT AFTER 16 WEEKS
ACROSS ALL DOSE GROUPS (F1-F3 NASH)

Fibrosis Improvement 21 Stage and

No Worsening of NASH?
0% - 5
62% Biopsy Reading
D%
= All baseline and end-of-treatment
s0% 4 48% biopsies were centrally read by a
single NASH-CRN pathologist
403
- Baseline biopsies were not re-read
50% - with end-of-treatment biopsies
20% | + All biopsies were read blinded to
both treatment assignment and
10% - patient
0% 0%
E Placebo AllEFX 28mg S0mg 70mg
M=2 =40 N=13 M=13 M=14

! Improvement in liver fibrosis greater thanor equal to one stage and nowaorsening of NASH [defined as
na increase in NAS for ballooning, inflammation, or stestosis)
* Secondary and exploratory histological endpoints were not powered for swatistical significance

ak—:ro Source Data; Liver Biopsy Evaluable Analysis Set, F1-F3 (all BALAMCE D main study responders who had bassine and end-of trestment liver biopsy results) 12
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FIBROSIS IMPROVEMENT IN F2-F3 PATIENTS: HALF OF PATIENTS

IMPROVED 2 STAGES

All EFX Patients
(n=40)

553 Change in
liver fibrosis
Improved

B No Change

B 'Worsened

Baseline F2-F3 EFX Patients

(n=22)

68%

- 2-Stage Improvement (n=11, 50%)

— 1-Stage Improvement (n=4, 18%)

J




@ 3 HIGH RATE OF FIBROSIS IMPROVEMENT AFTER ONLY 16 WEEKS
AMONG CIRRHOTIC PATIENTS (F4 NASH)

Fibrosis Improvement 21 Stage

Without Worsening of NASH2 Biopsy Reading
0% = Al baseline and end-of-treatment
N biopsies were read by a single
33% NASH-CRN pathologist

0% 1 « Al biopsies were read blinded to
both treatment assignment and
patient

20% - —

+ Baseline biopsies were read
independently of end-of-
treatment biopsies, in random

10% fashion and not paired
0% Baseline Biopsy Timing

e Placebo EFX 50mg = Mean time from historical biopsy
S e to patient screening = 6 months

! Mo increase inNAS for balloaning, inflammation, or SteXosE
i Study not powered to assess statistical significance of changesin histological
endpoints

ak-Ero Source Data: Liver Biopsy Analysis Set, F4; Topline prefiminary data 14




@ 3 RAPID IMPROVEMENTS IN FIBROSIS BIOMARKERS CONSISTENT WITH
HISTOLOGICAL IMPROVEMENTS (F1-F3 NASH)

Pro-C3, LS Mean (ug/L)
Pro-C3, LS Mean Change from Baseline
Dose Group Baseline AWeek12
BL Wl wa WE Wiz
il Placebo 16.1 -1.‘5-‘
28mg 19.2 -6.1
0% - S0mg 16.2 5.9
s 70mg 17.2 -6.7
-20% Enhanced Liver Fibrosis (ELF) Score, LS Mean
-30% Dose Group Baseline AWeek12
-40% Placebo 9.4 0.0
S0 2Bmg 9.5 -ﬂ.?m
S0mg 3.5 -0.8
Placebo = oi= 2EMg  ==lle=50mg = Q= J0mMg 70mg 9.6 04"
" p0.001, versus placebo (MMRM) " pe0.05, ™ p20.001 versus placebo [ANCOVA)

— ., A
ak:ro Source Data; Full Analysis Set, F1-F3 15




@ 3 |IMPROVEMENTS IN FIBROSIS BIOMARKERS IN CIRRHOTIC NASH
PATIENTS SUPPORT HISTOLOGY RESULTS (F4 NASH)

LS Mean Change From Baseline to Week 16

Liver Stiffness! (kPa) Pro-C3 (ug/L) ELF Score
0 0 03
-1 0.2
-2 4
2 0.1
-4
0.0
-3
5 -0.1
-4 J
0.2 -
= -8
-5 -0.3
] =10 - 0.4 -
Placebo EFX S50mg Placebo EFX S0mg Placebo EFX S0mg
n=10 n=20 n=10 n=20 n=10 n=20
* Measured by FibroScan " p<0.05, versus placebo (ANCOVA) " p<0.01, versusplacebo (ANCOVA)
" pre0.01, versus baseline (ANCOVA)
Source Data: Biomarker AnalysisSet, F4 (allCohort C subjectswith baseline and interpretable on-study measure of ELF or pro-C3, respectively);
akzro ’

Liver StiffnessAnalysis Set, F4 (all Cohort € subjecs with baseline and interpretable on-study measure of Liver Stiffness); Topline preliminary dota




@ 3 INTERPRETING THE RAPID REVERSAL OF FIBROSIS OBSERVED IN
NASH PATIENTS TREATED WITH EFX

J+ Inflammation J Liver fat
J Collagen Synthesis J, Hepatocyte Stress
L L J L ]
[ |
Directly anti-fibrotic Indirectly anti-fibrotic
* Fibrosis reversal in cirrhotic patients [F4), two- *  Addressing underlying NASH disease drivers may
stage improvement of fibrosis in F2/F3 patients, indirectly contribute to fibrosis reversal for F1-F3
and corroborating non-invasive markers of patients with adequate time for the liverto
fibrosis improvement likely reflects direct anti- regenerate
fibrotic activity
= i 5 ; * Redress of the underlying NASH disease drivers is
* Fibrosis reversal is especially advantageous for necessary to sustain fibrosis reversal in F1-F4
cirrhotic patients who face high risk of mortality
and severe morbidity * Supports broader metabolic improvements

akzro




@ 3 SUBSTANTIAL REDUCTIONS IN LIVER FAT AT WEEK 12 ACROSS
ALL DOSE GROUPS (F1-F3 NASH)

LS Mean Reduction in Liver Fat MRI-PDFF Images for
Placebo  28mg Some J0meg Patient Treated with 50mg EFX
o Baseline Week 12
22.2% Liver Fat ——— 2.0% Liver Fat (J,90%)

ek .

5

RN

&

5

= =12 4

_15 . = o _!4-1"1

Analyzed with LiverMultiScan

" p0.001, versus plocebo (ANCOVA)

akzro




@ 3 SUBSTANTIAL REDUCTIONS IN MARKERS OF LIVER INJURY AFTER 16

WEEKS OF TREATMENT (F1-F3 NASH)

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

BLW1 W We Wiz wils w2 BLW1 Wi W8 Wiz Wi w20

(11
#id
E=23

e PI2ED0 =i JEME el 50 Mg == T0mg
" pe0.001, versus placebo (MMRM)

e Placeby == 2Bmg ——l—50mg =O= TOmg

" pe0u0d, " pe0.001, versus placebo (MMRM)

Similar dose-related improvements observed for GGT & ALP

akzro Source Data: Full Anaksis Set, F1-F3

19




@ 3 HIGH RESPONSE RATES ON NASH RESOLUTION AFTER 16 WEEKS
ACROSS ALL DOSE GROUPS (F1-F3 NASH)

MASH Resolution?and
No Worsening of Fibrosis

T0% - 1
= 50% cini]
0% | o 48%
40% -
30% -
20% Ig‘
0%
0%

Placebo AlIEFX 28mg 50mg FOmg

N=2 N=40 N=13 N=13 N=14

'NAS score of 0 or 1 for lobular inflammation and a score of 0 for ballooning
*Secondary and exploratory histological endpoinmswere not powered for statistical significance
" Asingle plaeboresponder lost 25 pounds over 16 weeks [11% weight reduction)

ak'=ro Source Data: Liver Biopsy Evaluable Analysis Set, F1-F3 20




© 3 NASH RESOLUTION ALSO OBSERVED IN CIRRHOTIC PATIENTS
(F4 NASH)

NASH Resolution®?
Change in NAS among Subjects

Achieving NASH Resolution

30% =
A | 7 1
20% B | 3 1
c | 6 1
Proportion of Subjects with 22
il Point NAS Reduction
M
0%
ki Placebo mg 1 (20%) 7 (58%)
n=5 n=12

iMAS score of 0 or 1 for lobular inflammation and a score of O for ballooning
+Study not powered to assess statistical significance of histelogical endpoints

aksm Source Data: Liver Biopsy Analysis Set; Topline preliminary data

21




@ M DRUG-RELATED TREATMENT-EMERGENT ADVERSE EVENTS (TEAE)
(F1-F3 NASH)

Most Common (>10%) " Placebo EFX 2Bmg EFX 70mg
Drug-Related AEs (N=21) [N=189) [M=20)

Diarrhea 2 (10%) 21 (36%) 5 (26%) 10 (53%) & (30%)
Nausea 0 (0% 20 (34%) 6 (52%) 4 (21%) S (45%)
Increased appetite 1 (5%) 13 (22%) 4(21%) 4 (21%) 5 (25%)
Vomiting 0 (0%) g (16%) 5 (26%) 2 (11%4) 2 (10%)
Frequent bowel movements Qo) 8(14%) 3(16%) 2(11%) 3 (15%)
Abdominal pain 0 (0%) 7 (12%) 1 (58%) 3 (16%) 5 (15%)
Injection site erythema 0 [03s) 7(12%) 2(11%) 0[03%) 5(25%)
Injection site reaction 0 (0%) 6 (10%) 2 (11%) 1 [5%) 3 (15%)
Fatigue 2 (10%) 6(10%) 0 (03] 1(5%]) 5 (25%)
Teac/saEDisposition WSS allgex | smg | somg | 7ome |

TEAE Leading to Death o] o o o o

TEAE Leading to Discontinuation 3 1 [ 27 0 4

Serious Adverse Event (SAE) o 2 1° o 1

*Across EFX dosegroups
* Muscwlar Weakness & Myalgia; © Nouseg, Vomiting & Dysgeusia; Ponic Attack ang Anxiety-Linked Tremar,

* Dysphogio (Not Drug Reloted); Acute Pancreatitis folso an SAE): Vomiting; Fatigue & Nouses; ® Reloted to pre-dosing liver biopsy

ak-ErO Source Data: Safety Set, F1-F3 (all BALANCE D main study subjecs whoreceived t least one dose of study drug




@ 3 TOLERABILITY OVERVIEW (F4 NASH)

Most Frequent (>15%) Placebeo EFX 50mg Key Observations
Drug-Related AEs (N=10) (N=17)

* Encouraging tolerability given

Diarrhea 1(10%) 7 (41%)
population with more advanced
Nausea 1(10%) 5 (29%) disease
Injection site reaction o 5 |29%) * Allinjection site AEs Grade 1
Injection site erythema o 4 (24%) * No reports of tremor
Headache 0 3 (18%)
TEAE/SAE Disposition Placebo m
Study Discontinuations e Al
Serious Adverse Events (SAE) 1° 0
Deaths 0 0
* Withdrawal of consent
® abdominal distension, constipation, diarrhea, pruritus
* pulmonary embolism
— Sgurce Data: Safety Set, F4 (all Cohort C subjects confirmed by central reader asF4
akzro ‘ ! ; 23

2t baselinewho received at least one dose of study drug); Topline prefiminary data




@ 3 WEIGHT LOSS OBSERVED FOR ALL DOSE GROUPS (F1-F3 NASH)

Mean Change in Body Weight [kg) Mean Change in Body

Weight at Week 16 (kg)
BL wi wa we w12 Wi

0 |—
-1
1
T
-2 4
-3
_3 -
-4
-4
e Placebo e 280G il S0ME == 70Mg Placebe  28mg tomg 70mg
ak'Ero Source Data; Full AnalysisSet, F1-F3

24




@ 3 |IMPROVED LIPOPROTEIN PROFILE (F1-F3 NASH)

LS Mean Change From Baseline to Week 16 (%)

Triglycerides HDL Cholesterol Non-HDL Cholestersl LDL Cholesterol
50% 0% 0% -
]
5% 5 |
=108
-10% |
=15%
-15% 4
-20r%
-25% - -20%
Placebo 28mg 50mg 7Omg Placebo 28mg 50mg 70mg Flacebo 28mg SOmg TOmg Placebo 28mg 5S0mg 70mg
™" p<D.001, versus placebo (ANCOVA) " pe0.001, versus placebo (ANCOVA) " pe0.05, 7 pe0.01, " p<0.001, " pe0.05, versus placebo (ANCOVA)

versus placeba [ANCOVA)

ak-E"'o Source Data; Full Analysis Set, F1-F3 25




@3 CLINICALLY MEANINGFUL IMPROVEMENTS IN GLYCEMIC CONTROL
AFTER 16 WEEKS (F1-F3 NASH)

LS Mean Change From Baseline to Week 16 (%)

HbA1c! C-Peptide?

All Patients (N=80) Type 2 DM Patients (N=41) All Patients (N=80) Type 2 DM Patients (N=41)
019 0.1 - =
0.0 < - 0.0 -
0.1 @ 01 @ @ 10%
0.2 1 @ 03 4
-3 03
04 04
0.5 i 05
0.6 0.6
0.7 4 0.7 4
0.8 4 0.8
0.9 - 09 4

Placebo 28mg 50mg 7Omg Placebe 28mg  50mg  70mg Plagabo 28mg  50mg  70mg Placebe 2Bmg  50mg 70mg

! absoluwechange frombaselne, % ! Relative percent change from bassline
" p<0.05, " p<0.01, versus placebo [ANCOVA) " p<0.05, versus placebo (ANCOVA)

ak-E"'o Source Data; Full Analysis Set, F1-F3 26




@3 NASH DEVELOPMENT LANDSCAPE: FIBROSIS IMPROVEMENT (F1-F3)

Proportion of Subjects with 21 Stage Improvement in Fibrosis and No Worsening of NAS!

- inventiva
akzro g
Efruxifermin Lanifibranor
16 Wks [Ph2a) 24 Wks (Ph2hb)

Weekly Injection Daily Oral
62%
—2d Whks
48% 46%

0%

Pbo  AIEFX SOmg Fo 08g 13
(N=2) [N=40) [N=13) (N=62) (N=63) [N=5%)

ré derived from di]

designa nEnt

ak-sro

ries ardiferant

rizls hawe Baan conducted

FDA Guidance for Industry: Hondrhotic Nonakoholic Steatchepatitic

@ @Madrigal CYMABAY i Intercept ||
Aldafermin Resmetirom seladelpar Semaglutide Ocaliva
24 Wks (Ph2a) 36 Wks (Ph2a) 52 Wks (Fh2a) 72 Wks (Ph2b) 78 Wks (Ph3)
Daily Injection Daily Oral Daily Oral Daily Injection Daily Oral
Increasing desing duration 78 Wks =t
a48%
8%
29%
24% 24% 23
18% ' 20% -
Fbo  1mg Pho Al Pho  20mg  SOmg Pto Olmg Odmg Poo  10mg I5ms
(MN=22) (N=50) (N=34) (N=73) ({M=25) [N=42) (N=45) {N=B0) (N=78) [N=82)

{M=311)N=312]N=303)

ion; NG Bio (2

0} June 3 Comporate Presemation Harreon, S et ol [2009)
0 March 12 Press Release; Novo Nordisk (2020} June 19RE& D Investor
Presentatisn: YounossaZ et d| [ 2019 L.1"f.= 35410215 ):2184-56. Allerademarks are the property of thair respective swners.

With Liver Fibrosis: Developing Drugs for Treatment (2001.8)

27




@ 3D COHORT C RESULTS IN CONTEXT: FIBROSIS IMPROVEMENT" (F4)

Fe-FGF21 ASK-1 ACC FXR GAL-3 LOXL2
— (] [ Galmed I
ak=ro ) GILEAD ) GILEAD ) GILEAD GZ Galm: ) GILEAD
Efruxifermin selonsertib Firsocostat Cilofexor Belapectin Simtuzumab
16 Whs [Ph2a) 4B Wks [Ph3) 48 Wks (Ph2b) 48 Wks [Ph2b) 52 Wks (Ph2b) 96 Wks (Ph2k)
SC Injection Oral Oral Oral Oral IV infusion
33
48 Wks =——————————— [ncreasing dosing duration 96 Wks =
16
13 13 _WA ik, 14 13
8 8
7
5
- |
0 I 1
Pbo  EFXSOmg Pbo smg 18mg Pbo 20mg Pbo 30mg Fbo Impk  Bmpk Pbo  200mg 700mg
n=5)  (n=12} (n=172) (n=351) (n=354) (n=21)  {n=20) (n=21)  (n=13) [n=45)  [n=46) [n=41) (n=75) [n=75) (n=79)

oheathto=

£ improvemen

(EFX, selonsareib, ffirs,

;ak-sro

a5 hove been conduaed
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@3 NASH DEVELOPMENT LANDSCAPE: NASH RESOLUTION (F1-F3)

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

akzro
Efruxifermin
16 Wks (Ph2a)
Weekly Injection

0% 54%
20 4R%

Po® AIEFX S0mg
(N=2) (N=40) (N=13)
= A single placsho
responder lost 25
pounds over 16 weeks
[11% weight reduction)

akzro

inventiva
[

Lanifibranor
24 Wks (Ph2hb)
Daily Oral

—24 Wks

Pbo G.8g iig
(N=62) [N=63) [N=53)

S wmdaint B g, intercept
Aldafermin Resmetirom seladelpar Semaglutide Ocaliva
24 Wks (Ph2a) 36 Wks (Ph2a) 52 Wks (Fh2a) 72 Wks (Ph2b) 78 Wks (Ph3)
Daily Injection Daily Oral Daily Oral Daily Injection Daily Oral
67%
Increasing dosing duration e 78 Wks —»
25% 266 o
% 19% ] |
15%
- S% | 3% l 3% ﬁ ﬁ
Fbo  1mg Poo Al Pbe 20mg 50mg Poe O2mg Od4mg Fbe 10mg I5mg
(N=22) (N=50) (N=34) [N=73) (M=25) (N=42) (N=46) (N=B0) (N=78) (N=82) (N=311)N=312]N=308)

oGS Inventiva (2

Presants

Juné 13 RE&ED Invesor Presantation; Younoas
rademanc are the propery of thair respeoive owners

arch 12
etal 2009

SRAC

FDA Guidance for Industry. Nondrhotic Nonakoholic Steatchepatitis With Liver Fibrosis: Deweloping Drugs for Treatment (2008} 20




@ X NEXT STEPS FOR EFX: PARALLEL 2B TRIALS IN F2/F3 & F4

Phase 2a Phase 2b

\ |

Biopsy-Confirmed: @ o @ o
BALANCED CohortC HARMONY SYMMETRY
(Expansion of BALANCED)

Stat Completed Completed Ongeing Expected to be
— (Readout Jun'20) (Readout Mar'21) (Initiated Feb’21) initiated 2H'21
Duration 16 Weeks 16 Weeks 24 Weeks Under review
EFX Arms 28, 50, 70mg 50mg 28, 50mg Under review
Placebo-Controlled v v’ v v

akzro




PHASE 2B (F2/F3) TRIAL DESIGN (HARMONY)

Key Inclusion Criteria Phase 2b Primary Endpoint Key Secondary Efficacy Endpoints
* F2-3 NASH * Fibrosis Improvement * MASHResolution + GlycemicControl -« Liverinjury
* NAS24 * FibrosisMarkers + WeightChange Markers

* Liverfat 28%

b * Lipoproteins * MRI-PDFF

24 Weeks Long-Term Safety Follow-Up
N ™~
ol Placebo E Placebo 3
2w & P ¥
v |E i<
& E +§ N EFx28mg
o v 5
e EFX 50mg
& A 2
* &
Liver Biopsy -
: MEI-PDEE v
E{;IP_2 === Phase 3 Initiation’
Meeting

ak=ro

" Phase 3 protocol finalization expecied
after end-gf-Fhase 2 meeting with FDA




@3 STRONG FINANCIAL POSITION

COMPLETED UPSIZED

FOLLOW-ON OFFERING
July 10, 2020

$S106M  "S216M

Raised in aggregate Raised in aggregate
gross proceeds gross proceeds

ak=ro 32




@3 CONSISTENT RECORD OF MILESTONE DELIVERY

HARMONY
F2/F3
SYMMETRY Ph2b
BALANCED F4 Read-out

Phib

F3 '
HARMONY Liver Biopsy Initiation L]
F2/F3
/ Read-out ] -

Ph2b
TRAIEM | tiation ‘. 2
BALANCED  Upsized (Expected)
F1-F3 Offering 2H
BALANCED Bi Expected
il =i
Bestou February
BALANCED
~5106M Initiation July
Amgen Upsized IPO
License 545.5M
S45M Series B
December
June
| 1 ] | | L | L |
2018 | | 2019 | I 2020 - 11| E21:!21 { 11022 |

33
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@ 3 PATIENT DISPOSITION (BALANCED MAIN STUDY)

Rondomized Not Dosed
EFX (1)

Randomized (80)

| Discontinwed (11}

-

T

f————]

Adrministrative Due to AEs
EFX(4) EFX (&)- Pbo (1}

Non-Responders
Placebo (18)

|

Week 12 MRI-PDFF (68)

Biopsies Not Collected
Due to COVID-19
EFX (8}

v

MRI-PDFF Responders (50)
(2 30% Relative Reduction)

&

¥
End-of-Treatment Biopsies
Collected (42)

T I T

akzro




akzro

PATIENT DISPOSITION (BALANCED COHORT C)

Not Confirmed F4 by
cengral reader (3}

Randomized/Dosed (n=30)

Discontinued {2}

Confirmed F4 (n=27 )

-+

1

Withdrawn Consent
Plocebo (1)

Due ro AEs
EFX{(1)

End-of-Treatment Biopsies
Collected (n=17)

Placebo (5) EFX 50mg (12)

Did not consent e end-
af-treatment biopsy (8)

36




@ 3 MAGNITUDE OF LIVER FAT REDUCTION (F1-F3 NASH)

Proportion of Patients Achieving Fat Reduction Thresholds at Week 12

. Placebo® 28mg 50mg 70mg
Relative Reduction in Liver Fat
230% 10% 100%™ 100% " 100%
250% 5% B69% 100% 93%
270% 5% 50%" 53%" 80%
Normalization of Liver Fat Content
5% 5% 25% 53%"" 67%
LA single plxeboresponder lost 25 pounds over 16 weeks (11% weight reduction)
" p<0.05, " p<0.01, """ p<0.001 versus placebo (ANCOVA)
akvErO Sgurce Data: MREPDFFEvaluable AnalysisSet {all BALANCED main study subjects who had baselineand Wesk 12 MRI-PDFF 37




@ 3 EXPANDING EFX TO CIRRHOTIC PATIENT POPULATION (F4)

Developing Treatments for Cirrhotic(F4)
NASH
+ FDA draft guidance specific for F4 patients

+ Projected ~3.5M US F4 patients in 2030

* FDA: The goals of treatment for compensated
NASH cirrhosis are to halt or slow progression of
fibrosis, prevent clinical decompensation, reduce
the need for liver transplantation, and improve

survival

akzro

Nonalcoholic Steatohepatitis
with Compensated Cirrhosis:
Developing Drugs for

Treatment
Guidance for Industry

DRAFT GUIDANCE

Vi paied ame v et e o bl Fo vt s s

.
Fisbors L, B, 108, Bovkodie, MID 2003 AR commmnts shoshl b HAmsind with thy
Bl marmby rsked s meostscr of e miabe bty b pbleds m by Pk Hogeser.

[PPSR S R Tu—— Tomsll, i o 30 BISHTEE

1 e st of Biroitis aned Flmmas S
ol wend Tbrag Vol il b
[ SN - ST — T

e
A il Vil
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@3 CIRRHOSIS REGRESSION IS ASSOCIATED WITH
IMPROVED CLINICAL OUTCOMES

Pooled treatment groups from STELLAR 4 and simtuzumab cirrhosis study

Hazard Ratio: 0.16 Hazard Ratio: 0.08
p=0.0104 p=0.0004

o 8.3
- B
F. " 7.2 W No fibrosis regression
% W Fibrosis regression
£ 6
i
'ﬁ 5
4
E '
£ 3
5

] 11

1 . 0.7

0 69/957 2/176 ga/aza [l 2/300 |

MASH CRN fibrosis stage Ishak fibrosis stage

Cirrhosis regression observed in 16% of patients (treatment and placebo groups) over 48 weeks

Sanyal A, et ol AASLD TLAMGX2020. #30 Note: These data are derived from different clinical trials at different points in time, with differences in

— rragd !'::'FI'SI" and patient pepwations No hegd-to-heod clinical trigis have been conducted
ak=ro
=




@ 3 REDUCTIONS IN MARKERS OF LIVER INJURY (F4 NASH)

LS Mean Change from Baseline to Week 16

ALT (U/L)
o -
]
" Q@
-6
-8
-10

Placebo  EFX SOmg
n=10 n=20

™ p<0.01, versus placebo (ANCOVA)

AST (U/L)

-9_6”"

-10

Placebo  EFX SOmg
n=10 n=20

"' p20.001, versus baseline (ANCOVA)

ak-Ero Sgurce Data: Full Analysis Set, F4; Topline prelimingry dota 40




Triglycerides

L]

EFX S0mg
n=20

Placebo
n=10

** p=0.01, versus placebo |ANCOVA)

akzro

20%

15%

10% -

5% -

** p<0.01, versus placebo [ANCOVA)

IMPROVED LIPOPROTEIN PROFILE (F4 NASH)

LS Mean Change From Baseline to Week 16 (%)

LDL Cholesteral
3%
30% -
25%
20% 4
15% -
10%
i 5% |
= o%
Placebo  EFX SOmg
n=10 n=20

HDL Cholesterol

£

+33%
==
Placebo EFX S0mg
n=10 n=20

** p<0.01, versus placebo (ANCOVA)

Source Data; Full Analysis Set, F4: Topline preliminary dota

MNon-HDL Cholesterol
15%
105
5%
0%
-5%
_Jm 1
~15% =xx
=20
Placebo  EFX 50mg
n=10 n=20

" p<0.001, versus placebo (ANCOVA)

41




@3 |IMPROVED GLYCEMIC CONTROL; TREND TOWARD WEIGHT LOSS

(F4 NASH)

HbAle!

0.3

- @
01 - -
.|
0.2 -

-0.3

-0.4

*%
0.5

Placebo  EFX 50mg
n=10 n=20

‘Absolnechange frombaseing, %
™ p<0.04, versus placebo (ANCOVA)

akzro

LS Mean Change From Baseline to Week 16 (%)

Adiponectin? C-Peptide®
100% p— 0%
+05% 5%
75% 4
=108
50%
-15%
25%
@ -20%
0% _ -253
Placebo EFX S0mg Placebo  EFX SOmg
n=10 n=20 n=10 n=20
? Relative pereent change from bassline P Relative percent changefrom baseline
" peD.001, versus placebo [ANCOVA) " p<0.01, versus baseline (ANCOVA)

Source Data: Full Analysis Set; Topline preliminary dota

Body Weight?

Placebo  EFX 50mg
n=10 n=20

? Relative percent change from bassline

42




@3 FGF21 DEVELOPMENTLANDSCAPE

Moninvasive Measures: Percent Akero (EFX) BMS (Pegbelfermin) 89Bio (BIO89-100)
Change From Baseline to End of Study 16 weeks 16 weeks 12 weeks

Dose pbo  28QW sS0Qw | pbe | 200w  10QD gho 18Qw | 27QW | 35QIW
Patient Population Biopsy-confirmed NASH Biopsy-confirmed NASH 80% MNAFLD; 20% biopsy-confirmed NASH
,33 ;t:eg;:éh;?:;;;ﬁ?;; :f ::Er;;:;d o 0% Mo end-of-study biopsy Mo end-of-study biopsy
MRI-PDFF, % relative reduction 0 -6 =26 -38 . +10 -36 -60 =50
ALT 0 -5 -22 -33 -4 -27 - -40
Triglycerides +H 0 -5 -5 -2 -18 -28 -21
HDL-C +4 -2 +12 +13 +2 +3 +3 +10
LDL-C 1] +1 +1 -11 +1 +3 _ -4
Adiponectin -8 -4 +16 +15 . -4 +29 +61 +24
% HbA1c, absolute change #).1 -0.1 MR 1] +0.1 - +).5

Note: These data are derived from different clinical trials at different points in time, with differences NR. not reported  5anyal et al (2019) Lancet;
in tril design ond patient populations. No head-to-head dinical triols hove been conducted. BSBio October 5 Corporate Presentation

—
ak'=ro " Subjects with biopsy-confirmed NASH were preésent only in the 18mg QW & 18 Q2W cohorts (Loomba et al, 2020 AASLD Poster 2LP34) 43




@ 3 PERIPHERAL FGFR1c ACTIVATION

Adiponectin Triglycerides

100% - 10%
= =
o =]
2 2
N B0 ] 0%
=] ©
_g =
S s0% g -10%
o o
— )
g ¢
I 405 - -20%%
w v
m m
= =
£ 0% E -30%
] ]
i -
@ o
2ok - o o=
m m
o = £Z
(5] [¥]

-20% L -50%

pbo 2B 50 pbo 10 20 pbo 18 27 36 pbo 2B 50 pbo 10 20 pbo 18 27 36
aw aw ap aw aw aw aw aw aw aD aw aw aow o2w
EFX {A.knro) BMS 89Bio” EFX {Aknro} BMS 89Bio”
Note: These dato are derived from different dlinicol trials at different points in time, with differences Sanyal et al (2019 Lancet;
in trial design and patient populations. No heod-to-heod dinical trials hove been conducted. B98I0 October 5 Corporate Presentation

ak'=ro " Subjects with biopsy-confirmed NASH were preésent only in the 18mg QW & 18 Q2W cohorts (Loomba et al, 2020 AASLD Poster 2LP34) 44




@3 FGF21 DEVELOPMENTLANDSCAPE: SUMMARY

Consideration Fc-FGF21 Fusion Protein (Akero) | Pegylated FGF21 (BMS or 89Bio)

Patient Population: NASH diagnesed only by biopsy; NASH BMS: biopsy-confirmed NASH,;

Biopsy-confirmed NASH

patients have more advanced disease and worse comerbidities B9Bio: ~20% bicpsy-confirmed MASH
Histology: Fibrosisonly histologicalendpoint correlated with Demonstrated fibrosis improvement BME: histology data pending
iver outcomes by histology 89Bio: no histology data

Liver Fat Reduction: Max reduction requires inhibition of both BMS: 38% (10mg QD)

71% (S0mg QW)

hepatic fat synthesis and adipose tissue lipolysis 89Bio: 60% (27mg QW)

Large reductions in LFTs;

Liver Enzymes [LFTs): Reductions indicate improved liver health BMS/89Bio: Smaller effects an LFTs

Consistent dose response

Lipids: Cardiovascular risk #1 cause of mortality for MASH - . .
|p|. pl b '_" E : e a Robust and consistent TG and HOL-C effects BMS/89Bio: Smaller effects on TG and HDL-C
patients. Reflects liver and adipose effects
Glycemic Comtrol: Improvement in HbALc mediated by 3 BMS: Healc not reported

I I = Significant decrease in HbAlc 2 _
peripheral insulin sensitization; 50% NASH patients diabetic 89Bio: no significant change in HbAlc

Safety & Tolerability: Baseline patient population influences T . BMS: In linewith FGF21 class
profile; Mild Gl events commen for FGF21 in NASH patients allilita =S aae 298io0:~80% NAFLD"

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

-
BT s W e e R

£
h

sahorts (Loomba et al,
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A Global Disease,
A Pioneering Treatment

NASDAQ: AKRO




