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Q4 Highlights

SEK 45 million directed issue to Carl Bennet AB, enabling MIV-711 clinical development
in Osteogenesis Imperfecta, with market opportunity comparable to fostrox in HCC,
while strengthening company financial position

FLEX-HCC study preparations with Korean Cancer Study Group continues to progress,
all sites selected, including the three largest hospitals

1000 (MIV 701) initiation of randomized, placebo- controlled stu
di g beneflt & unlock blocl ‘
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A pipeline of first-in-class programs targeting patient populations
without approved treatment options

DISEASE PRE- ON POTENTIAL NEXT
PROJECT PARTNER AREA CLINICAL PH1 PH 2 PH3 MARKET FINANCIALS EVENT(S)
IN-HOUSE PROGRAMS
Fostroxacitabine In-house HCC (mono) o 0 . §
bralpamide development HCC (Combo) o — 1007 hereil Flvzse 2 Sitef
MIV-711 TS ISERpEIESE 100% Medivir - Phase 2 PoC study
development  Imperfecta
PARTNERED PROGRAMS — NO FURTHER INVESTMENT REQUIRED BY MEDIVIR
Xerclear GSK, SYB Herpes Royalties = Registration in China
CTCL, :
Remetinostat Biossil BCC, Royaltles &up to S60m Phase 2/3 study start
in milestones
SCC
Periodontal Royalties & revenue
MIV-701 Vetbiolix disesase in share agreement on » Phase 2 study results
dogs Vetbiolix partnering
MET-X Infex . Crltlcgl MBL Revenue Share - Phase 1 study start
Therapeutics  Infections Agreement
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Important notice

You must read the following before continuing. The following applies to this document and the information provided in this presentation by Medivir AB (publ) (the “Company”) or any person on behalf
of the Company and any other material distributed or statements made in connection with such presentation (the “Information”), and you are therefore advised to carefully read the statements below
before reading, accessing or making any other use of the Information. In accessing the Information, you agree to be bound by the following terms and conditions.

The Information does not constitute or form part of, and should not be construed as, an offer of invitation to subscribe for, underwrite or otherwise acquire, any securities of the Company or a
successor entity or any existing or future subsidiary or affiliate of the Company, nor should it or any part of it form the basis of, or be relied on in connection with, any contract to purchase or
subscribe for any securities of the Company or any of such subsidiaries or affiliates nor shall it or any part of it form the basis of or be relied on in connection with any contract or commitment
whatsoever. Specifically, this presentation does not constitute a “prospectus” within the meaning of the U.S. Securities Act of 1933, as amended.

The Information may not be reproduced, redistributed, published or passed on to any other person, directly or in directly, in whole or in part, for any purpose. The Information is not directed to, or
intended for distribution to or use by, any person or entity that is a citizen or resident of, or located in, any locality, state, country or other jurisdiction where such distribution or use would be contrary
to law or regulation or which would require any registration or licensing within such jurisdiction. The Information is not for publication, release or distribution in the United States, Australia, Canada or
Japan, or any other jurisdiction in which the distribution or release would be unlawful.

All of the Information herein has been prepared by the Company solely for use in this presentation. The Information contained in this presentation has not been independently verified. No
representation, warranty or undertaking, express or implied, is made as to, and no reliance should be placed on, the fairness, accuracy, completeness or correctness of the Information or the opinions
contained herein. The Information contained in this presentation should be considered in the context of the circumstances prevailing at that time and will not be updated to reflect material
developments which may occur after the date of the presentation. The Company may alter, modify or otherwise change in any manner the content of this presentation, without obligation to notify
any person of such revision or changes.

This presentation may contain certain forward-looking statements and forecasts which relate to events and depend on circumstances that will occur in the future and which, by their nature, will have
an impact on the Company'’s operations, financial position and earnings. The terms “anticipates”, “assumes’, “believes’, “can”’, “could”, “estimates”, “expects”, “forecasts’, “intends’, “may”, “might’,
“plans”, “should”, “projects”, “will", “would” or, in each case, their negative, or other variations or comparable terminology are used to identify forward-looking statements. There are a number of factors
that could cause actual results and developments to differ materially from those expressed or implied in a forward-looking statement or affect the extent to which a particular projection is realized.
Factors that could cause these differences include, but are not limited to, implementation of the Company’s strategy and its ability to further grow, risks associated with the development and/or
approval of the Company’s products candidates, ongoing clinical trials and expected trial results, the ability to commercialize existing and any future products, technology changes and new products
in the Company’s potential market and industry, the ability to develop new products, the impact of competition, changes in general economy and industry conditions and legislative, regulatory and
political factors. While the Company always intends to express its best judgment when making statements about what it believes will occur in the future, and although the Company bases these
statements on assumptions that it believe to be reasonable when made, these forward-looking statements are not a guarantee of its performance, and you should not place undue reliance on such
statements. Forward-looking statements are subject to many risks, uncertainties and other variable circumstances. Many of these risks are outside of the Company's control and could cause its
actual results to differ materially from those it thought would occur. The forward-looking statements included in this presentation are made only as of the date hereof. The Company does not
undertake, and specifically decline, any obligation to update any such statements or to publicly announce the results of any revisions to any of such statements to reflect future events or

developments.
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Today’'s presenters

CEO CMO CFO CSO
Jens Lindberg Pia Baumann Magnus Christensen Fredrik Oberg
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Osteogenesis Imperfecta (Ol) — a rare disease from pediatric to
adulthood with significant unmet medical need

Clinical rationale & unmet medical need

» Heterogenous rare disorder with 85% having dominant inherited
mutations in genes for collagen 1 (COLTAT/COL1A2), causing
varying degrees of severity and impact on life length

« Characterized by defective bone and cartilage causing fragile
bone structure (brittle bone) leading to frequent fractures that
can lead to deformities, pain and impacted mobility

>

SUPINE 68@3.2 EXTERNAL

» There are no approved medical treatments in Ol — ,
Significant unmet medical need

 Bisphosphonates are used of label, particularly in pediatric care A. One-year-old infant diagnosed with severe type Il OL.

to reduce vertebral deformities, pain and to improve adult length Note the severe bowing of the legs and the lack of
bone modeling in both femurs and tibiae.

B. A nine-month-old infant with moderate type IV Ol.
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Ol are divided into subtypes according to clinical severity 1.2

———————

= Mild with usually normal height or short stature. \
Up to 30 fractures during life span \

Subtypes
suitable for
treatment

= Severe with short stature and deformities/scoliosis. \
Up to 100 fractures during life span /

= Moderate with moderately short stature and variable scoliosis.
Up to 50 fractures during life span /

o ——— — ——
—— e o o o o = = o =

=  Type 2 is lethal with multiple fractures at birth with marked
@ deformities. Dies at birth, or shortly after

There are many other rarer types of Ol, present in ~10%

é
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1Sillence DO, Rimoin DL, Danks DM. Clinical variability in osteogenesis imperfecta-variable expressivity or genetic heterogeneity. Birth Defects Orig Artic Ser 1979; 15: 113-29.
2https://www.orpha.net/



Bone remodelling is a continuous process requiring interplay
between osteoclasts & osteoblasts

Osteoclasts

Sclerostin @
® o

Cells responsible ) Osteoclasts
for resorbing old
bone

Coupling
factors

Osteoblasts

RANKL 4

Cells responsible

for synthesizing
new bone matrix
and initiating
mineralization.

Cathepsin K

Enzyme secreted

by osteoclasts
y Osteocytes Bone matrix

that degrades type
| collagen driving
bone resorption

Side 9 MEDIVIR



Cathepsin K activity is increased in Osteogenesis Imperfecta and
drives increased bone resorption

Sclerostin @
1. Type | collagen is the major component in bone, Osteoclasts Coumting N L)
making up ~90% of bone matrix. It is the skeleton KL P factors s
of the bone and provides flexible strength and > O\ P

regulates the mineralization process X |

. The Ol mutations leads to reduced and/or defect vy 2 Osteoblasts
Type | collagen resulting in increased bone :
resorption by osteoclasts and reduced formation of
qualitative bone

. Studies in children with Ol show high levels of

Cathepsin K Defect or lack of collagen
type | bone matrix

Osteocytes Bone matrix

Side 10 MEDIVIR
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MIV-711, a selective cathepsin K inhibitor, restores balance
between bone resorption and bone formation

Sclerostin @
® o
Osteoclasts . @
1. MIV-711 is a highly selective inhibitor of Cathepsin fouping &)
K, preventing degradation of type | collagen Ky ¥ @ .

2. While MIV-711 inhibits the in Ol increased bone \ . W
degrading osteoclast activity, continuous bone i \ (W \ Osrtez)rblasts
remodeling is maintained as the osteoclast- A
osteoblast coupling is preserved

3. As aresult, MIV-711 helps restore the balance
between bone resorption and bone formation in the
continues bone remodeling

£

Defect or lack of collagen
type | bone matrix

Osteocytes Bone matrix
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Inhibiting cathepsin K prevents bone resorption and restores bone

remodelling and formation of new bone

Cathepsin K inhibition

Prevents bone resorption by selective inhibition of cathepsin K
+ Effectively prevents bone resorption while saving osteoclast functionality

+ Preserves osteoclast — osteoblast coupling — induces formation of new bone

. Sclerostin @
Bisphosphonates l o
. factors
Prevents bone resorption : ’

by killing osteoclasts RANKL

+ Effectively prevents bone
resorption

- Lost coupling between
osteoblast and osteoclast

- Negative impact on
formation of new bone

- Not approved in Ol

Osteocytes Bone matrix

Slide 12

Anti-sclerostin mAb

Induces bone formation via
osteoblast...

+ Effectively induces new bone
formation

+ Indirect reduction of bone resorption

- Benefit diminishes after 6-12 months
due to induction of escape pathway
activation

- Failed phase 3 study in Q4 2025

MEDIVIR




Cathepsin K inhibition showing significant benefit across multiple
bone-related disorders

Cathepsin K inhibition — promising
signals in Osteogenesis Imperfecta

Cathepsin K inhibition — Significant bone Cathepsin K inhibition —
& cartilage benefit in Osteoarthritis’ prevents fractures in Osteoporosis?

A  Significant and dose dependent
| I = el s improvement in bone volume &
——e—— Placebo (n =66) = HR 046 (35% C1 0.40-0.53); HRoge (@40053)
~ 309 e MIV-711, 200 mg/d (n =69) g 129 pe0oo0l wrogy O30 ||t v | b in O|
v B i g i i
2E 25 & MIV-711, 100 mg/d (n =69) £ (03705 quality vs placebo mouse
B = 84 HR 0-41
c
'«-é é g o (0-34-0.50) mOdel
2a £ o HR 044
« § E HRO0.41 (0-33-058)
- £ & 2 28061 ’—I—‘
= r’er—l.rI—' . . . .
T 3 12 24 36 48 60
, ; ! j y ' y y Number at risk
0 4 8 12 16 20 24 28 32 Odanacatib 6770 6420 5979 5214 1709 359
Week Placebo 6910 6510 5915 5142 1675 362
0.2 —=&— Placebo (o =69) # panacativsomg
-—-@—--MIV-711, 200 mg/d (n = 71) HR 0-53 (95% C10-39-071);
& 011 oo MIV-711, 100 mg/d (n =74) o 3 P
ot s
58 "
2 &
o 0 T T T T T T T T 1
0 6 12 18 24 30 36 42 48 54
Follow-up (months)
Number at risk
0.4 Odanacatib 8043 7610 7241 7027 6810 6556 4342 881 495
1] 4 B 12 1€ 20 24 28 Er Placebo 8028 7670 7340 7099 6861 6598 4396 847 513
Week

TConaghan et al, Annals of Internal Medicine 2019

2McClung et al., The Lancet Diabetes & Endocrinology, P899-911, Dec 2019
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Draft design of phase 2 randomized POC study with MIV-711 in Ol
to inform next pivotal development phase

+ Patients with MIV-711 Endpoints:
Osteogenesis Imperfecta High dose

» Change in Biomarkers including

* Fractures within the N~10 BMD

i 2
previous 2 yr . PK

* N~20 ' « Safety

MIV-711
Low dose

e Number of fractures

N~10

Phase 2 POC study in Osteogenesis Imperfecta

« ~20 patients randomized 1:1 to two dose arms with MIV-711 oral treatment once daily for 12 months
* Enrollment in Europe

« Patients eligible for this study are already known at sites positively impacting enroliment

side 14 MEDIVIR



~2/3 of Ol subtype patients candidates for drug treatment
providing significant market opportunity’

Estimated prevalent Ol population Ol subtypes candidates for 711-treatment Sizeable market opportunity — MIV-711

45,000 « Upto 25% of Type 1 patients are not

40,000 diagnosed until late in life
35,000 « Significant unmet medical need with
Type 1 - Type 1 - _
30,000 not diagnosed diagnosed no approved treatment options
12,5% 37,5%
25,000 « Anti-sclerostin antibody (setrusumab)
20,000 Other with phase 3 failure in Q4 2025
10%

15,000 « Market opportunity across USA, EU
10,000 10 and Japan/Korea >$3.5bn annually

5,000 . « Potential for rare Pediatric Disease

0 Designation & Priority Voucher

mUSA mEU mJapan/Korea

Side 15 MEDIVIR

1 Sillence DO, Rimoin DL, Danks DM. Clinical variability in osteogenesis imperfecta-variable expressivity or genetic heterogeneity. Birth Defects Orig Artic Ser 1979; 15: 113-29.
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MIV-711 — Highly selective cathepsin K inhibitor in development
for patients with Osteogenesis Imperfecta (Ol)

— 3rd generation, highly selective cathepsin K inhibitor —

Proven ability to prevent cartilage & bone

( degradation & improve bone quality )

0 /¢
N
N
/\ N H o)
\NL/N\i /
F

~250 subjects in phase 1/2
Osteoarthritis study, confirming
ability to prevent cartilage
degradation

PoC established in Osteogenesis

OA - prevention of cartilage loss’

B. Medial Femoral Bone Area on MRI

—=&— Placebo (n =66) -~ @ MIV-711, 100 mg/d (n =69)

---@-—- MIV-711, 200 mg/d (n =69)

Ol — Improved bone volume & quality?

o

©

—
f ! *kk
#

Imperfecta animal model,

Inhibits cathepsin K, the main protease of increasing bone volume & quality

bone-degrading osteoclasts, to restore .
bone matrix quality *  MOA enabling long-term bone

\_ formation & anti-resorption Y,

Phase 2 proof-of-concept study underway with
ODD granted and potential for RPDD

= Significant clinical exposure and proven benefit across

multiple bone-related diseases

= Funding completed for phase 2 proof-of-concept study .

Orphan drug designation (ODD) approved in the US with
potential for rare pediatric disease designation (RPDD).

Slide 16

TConaghan et al, Annals of Internal Medicine 2019
?Data on file

o
=3

e

1 1 I
WT Vehicle 5

K +/G610C mice /

LS Mean Change
From Baseline, mm?
N

=
=]
o

1

Bone mineral density (g/cm®)
.
1

S o o2 o o o =
N
1

-

= T T T T T T T T 1
0 4 8 12 16 20 24 28 32 20 umol/kg

Total market opportunity in Osteogenesis Imperfecta
>$3.5bn across key markets

= ~80.000 potential patients estimated across the US, EU
and Japan and Korea

= 2/3 of patients suitable for drug treatment

= No approved treatment options available
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FLEX-HCC study generating strong interest in Korea with key

hospitals included preparing for recruitment start

Samsung Medical Center

Chungbuk National
University Hospital

Seoul National University
Medical Center

Asan Medical Center

CHA Bundang Hospital

Seoul National University
Bundang Hospital

Inje University
Haenundae Paik Hospital

Chonnam National University
Hwasun Hospital
Slide 18

Primary Investigator

Dr. Hong Jae Chon

CHA Bundang Hospital,
Seoul, Korea
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Randomized phase 2 study to strengthen the benefit evidence of
fostrox + Lenvima over Lenvima alone, in 2" line liver cancer (HCC)

Study design

« 80 pts randomized to fostrox + Lenvima or

Inclusion criteria Fostrox 30 mg + Primary endpoint: Lenvima alone
« 2L advanced HCC Lenvima SD* * ORR (BICR) « 8 sites in Korean Cancer Study Group
« One prior 10 N=40 Secondary « Efficacy evaluated by Blinded Independent
regimen endpoints: Central Review (BICR)

* Child-Pugh A : g:g Estimated study timelines:
*ECOG PS 0-1 . . 0S « Enrollment time: 12 mo

Len\sTLlaOSD* * Safety « Topline results H2 2027

Key benefits:
*standard weight based dose in HCC » Generation of robust comparative efficacy and

safety data in collaboration with an established
research consortium

* Enables rapid data read out

Response assessments every 6 week with CT or MRI

Side 19 MEDIVIR



Fostrox (fostroxacitabine bralpamide)
The first oral, liver-targeted treatment tailored for HCC

Oral, liver-activated small molecule inducing DNA

Absence of effective treatment options in 2" line enables first-
to-market opportunity for fostrox + Lenvima

= No 2" line treatments approved in advanced HCC

» FLEX-HCC Phase 2 study initiated, in collaboration with Dr
Hong Jae Chon and the Korean Cancer Study Group, to
confirm superior benefit of fostrox + Lenvima vs Lenvima

10.9 months time to progression,

( damage in tumor cells, sparing healthy liver cells?® ) ( substantially better than SoC2 )
12
1.0+ -_— [%2] .
Unique, liver-targeted No DNA damagein  DNA damage in Fostrox + LEN (n =21)! £ 10
approach in HCC healthy liver tissue tumor tissue LR Median TTP,mo  10.9 = 6
3 1
l'f -‘__/ i g n i
A i g £ 6 4
X A I S 04+ = A
Noo~gf P8 gty = F 4 ATAA
. "‘- ‘.:ib:ac d £ .§ A:ﬁ“
. = Ly S 027 T 2
Liver-guided Tumor-selective v NE r E & M =
delivery - payload - R | N2 [ S S S S R °
prodrug troxacitabine ] : B oo Months from st dose Other 2ndline  Fostrox +
. S T By Y e A studies* Lenvima
\ / \ *see slide 20 for details regarding individual study data /

Market opportunity in 2" line HCC >$2.5bn,
with significant upside potential

>$2.5bn al

2nd line HCC market by 2030, fastest
growing cause of cancer death in US*

Significant upside in liver metastasis
from other solid tumors

MEDIVIR

alone in 2nd line HCC

Chon et al., ESMO, 2024, Poster 986

2Based on data from previous 2L phase 3 HCC studies with Stivarga, Cyramza & Cabometyx anglitwexgigator initiated prospective & retrospective 2L studies with Lenvatinib
SEvans et al ASCO GI, 2021

4Ma et al., Cancer, June 15,2019; 2089-2098
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VBX-1000 (M~ -701)

VBX-1000 (MIV-701) mu.u \ rgndomized, pl
modifying benefit & unlock b é}s ugter potenti

ebo-
esult

trolled study to'flrm difease- -
xpected Q4,2026 e &
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VBX-1000 (MIV-701) — Potential game changer for the
treatment of periodontitis in animal health

H-;:v‘ drug but non-surgic f:-§‘ met to preve nt NO TREATMENT AVAILABLE Suraerv:
only delay thle Periodontitis physiopathological process TO TREAT BONE full thg ty .
>> globally poor results RESORPTION ult mouth extractions
4 hYd N \
. Cap et i . oy Advanced
Gingivitis Periodontitis : S
Stage 1 Stage 2 Stage 3 Periodontitis Stage 4
“ v

VBX-1000 (MIV-701)

« 80% of all dogs and cats over 3 years suffer from periodontal disease (PD), causing pain, tooth loss & infections
* No therapeutic treatments available to stop/reduce bone resorption in dogs and cats

« VBX-1000 (MIV-701) targets periodontitis as the first disease-modifying treatment.

ige 22 VETBIOLIX MEDIVIR
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Landmark POC Study in periodontal disease (PD) in dogs showing
significant & clinically relevant improvements

Inclusion criteria High dose Primary endpoint: Study outcomes:
VBX-1000 (MIV-701 . . . oo
- Client-owned dogs ( ) ARSI EIRG « The first treatment to show disease-modifying
with alveolar bone benefit
loss induced by Secon.dary _ s .
spontaneously endpoints: « Highly significant effect on the primary end-

developed :  Alveolar bone

point of the study (plasma CTX1) at high dose

periodontal I&ii* as proof of target engagement in the patient
disease. . . . ,
Low dose PPD « Significant & clinically relevant improvements

VBX-1000 (MIV-701) gp;*t on the secondary end-points at high dose
afety

« No safety concerns identified to date

Efficacy assessment on primary and secondary end-point measurements = Day 90 vs baseline

Side 23 MEDIVIR

*CAL = Clinical Attachment Loss, PPD = Periodontal Probing depth, BPI = Bleeding on probing Index



Significant financial upside potential through royalty revenues &
share of potential Vetbiolix partnership payments

Estimated total dog population Share of dogs >3 years with PD Sizeable market opportunity — MIV-701
100 « Significant unmet medical need with
90 no approved treatment options
&0 « Blockbuster potential for VBX-1000
P (MIV-701) as the first & only disease-
é 60 modifying treatment in development
£
P Periodontal . Qimnifi - - - -
g " disease (PD) Significant fmgnmal upside poten’ual
%5 80% through royalties & substantial share
¥ 30 of potential partnership payments.
20

« Potential for annual royalty revenues
equivalent to current market cap five
years after global launch.

10

0

mEUSA mEU

Side 24 MEDIVIR



Randomized, double-blind, placebo-controlled pilot study in dogs to
confirm the efficacy of VBX-1000 (MIV-701)

Inclusion criteria High dose Endpoints: Estimated study timelines:

- Client-owned dogs VBX-1000 (MIV-701) Blasma CTX1 « 10 dogs dosed to date (Feb 12)
itmatSalaboe Alveolar bone « Top-line results expected during Q4 2026

loss due to stage 2
loss

to 3 periodontal .
disease Low dose g‘é:s*
VBX-1000 (MIV-701)

BPI*

Safety
Compliance &
AE monitoring

Efficacy assessment on primary and secondary end-point measurements = Day 90 vs baseline

Side 25 MEDIVIR
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Financial summary Q4, 2025

Consolidated Income Statement, summary Q4 Ql-Q4

(SEK m) 2025 2024 2025 2024
Net turnover 5.5 1.0 8.5 3.5
Other operating income -0.2 0.4 0.4 1.0
Total income 53 1.4 8.9 4.5
Other external expenses -10.2 -20.6 -41.4 -101.3
Personnel costs -7.2 -6.8 -27.1 -27.2
Depreciations and write-downs -30.5 -0.7 -32.5 -2.7
Other operating expenses 0.1 -0.2 -0.5 -0.6
Operating profit/loss -42.5 -26.9 -92.6 -127.3
Net financial items -0.7 0.2 -1.8 4.0
Profit/loss after financial items -43.2 -26.7 -94.4 -123.3
Tax = - = -
Net profit/loss for the period -43.2 -26.7 -94.4 -123.3

« Net turnover for Q4 was SEK 5.5 million

« Operating loss for Q4 was SEK -42.5 million

« Cash flow from operating activities for Q4 was SEK -6.3 million
« Cash balance end of Q4 was SEK 119.2 million
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Q4 Highlights

SEK 45 million directed issue to Carl Bennet AB, enabling MIV-711 clinical development
in Osteogenesis Imperfecta, with market opportunity comparable to fostrox in HCC,
while strengthening company financial position

FLEX-HCC study preparations with Korean Cancer Study Group continues to progress,
all sites selected, including the three largest hospitals

1000 (MIV 701) initiation of randomized, placebo- controlled stu
di g beneflt & unlock blocl ‘
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