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FORWARIDOOKING STATEMENT

Thispresentationdoesnot constitute or form part of anyoffer or invitation to purchaseor subscribefor, or any offer to underwrite or otherwiseacquire,any shares
or any other securitiesin Biolnventinternational ABo Biolnvent .INeither shallthe presentationor any part of it, nor the fact of its distribution or communication,
form the basisof, or be relied on in connectionwith, anycontract,commitmentor investmentdecisionin relation thereto.

Thispresentationcontainsforward-looking statements,which are subjectto risksand uncertaintiesbecausethey relate to expectationsbeliefs, projections,future
plansand strategies,anticipatedeventsor trends and similar expressionsoncerningmatters that are not historicalfacts All statementsother than statementsof
historical fact included in this presentation are forward-looking statements Forwardlooking statementsgive. A 2 L y éiBehtiespactationsand projections
relating to its financialcondition, resultsof operations,plans,objectives,future performanceand business Thesestatementsmay include, without limitation, any
statementsprecededby, followed by or includingwordssuchasé (i | NES S E BSEI IO A K E Y ( BYRBE & (1 A BASLA (A9 BYAEL 2SO = ¢
GoAd OKY¥ O8F & 163 Ke2Zdzis R Oz R T dahdrther words and terms of similar meaningor the negativethereof. Suchforward-looking statements
involve known and unknownrisks,uncertaintiesand other factors,which may causethe actualresults,performanceor achievementf Biolnventor the industryin
whichit operates,to be materially different than any future results,performanceor achievementexpressedr implied by suchforward-looking statements Given
these risks, uncertaintiesand other factors, recipientsof this presentationare cautionednot to place undue reliance on these forward-looking statements The
forward-looking statementsreferred to above speakonly as at the date of the presentation Biolnventwill not undertake any obligationto releasepublicly any
revisionsor updatesto these forward-looking statementsto reflect future events, circumstancesanticipated events, new information or otherwise exceptas
requiredby law or by anyappropriateregulatoryauthority.

Theinformation includedin this presentationmay be subjectto updating,completion, revisionand amendmentand suchinformation may changematerially. No
person,including Biolnventand its advisors,is under any obligationto update or keep current the information containedin this presentationand any opinions
expressedin relation thereto are subjectto changewithout notice. Neither Biolnventnor any of its owners, affiliates, advisorsor representatives(jointly the
oDisclosers take any guarantee,representationor warranty, expressor implied, asto the accuracy,completenessor fairnessof the information and opinions
containedin this presentation,and no relianceshouldbe placedon suchinformation. Noneof the Discloserscceptany responsibilityor liability whatsoeverfor any
losshowsoeverarisingfrom anyuseof this presentationor its contentsor otherwisearisingin connectiontherewith.

Byattendingthis presentationor by acceptingany copyof this document,you agreeto be boundby the foregoinglimitations.



LEADING ANTIBODY IMMWODICOLOGY PLATFORM
A Advancing Cancer Immunotherapy by overcoming tumor resistance
A Validated by publications in tejper journals e.g. Cancer Cell, and Immuaityl partnerships with leading
pharma companies such as Pfizer, Transgene, Bayer Pharma, Daiichi Sankyo and Mitsubishi Tanabe

( ROBUST PIPELINE FUELED BY STRONG, FULLY INTEGRATED RESEARCH ENGINE
A Broad portfolio: 2 proprietary programs in the cligi® programs in the clinic by 2020

A 50/50 partnership with Transgene to develop firsiclass antibodyexpressing oncolytic viruses in solid
tumors

——

VALIDATING DEAL WITH PFIZER
A Development of anttumor associated myeloid (artiAM) antibodies
A $3 million upfront, $6 million equity stake, potential milestones > $500 million, up to doubleajigities
A Selection of the first target discovered byA 2 L YVIONEB/LINPAS G NBE COPL dwd{ d¢ u

STRONG INSTITUTIONAL SHAREHOLDER BASE
A a.o.Pfizer, Omega Fundsstitut Mérieux, VanHerkInvestments RhenmarHealthcareEquity

A Concluded combined rights and directed issue in Q1 and raised approximately MSEK 240 before
transaction costs

O

EXPERIENCED MANAGEMENT TEAM WITH BIG PHARMA AND BIOTECH EXPERIEN
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A Broad scientific/clinical expertise
A Significant senior executive experience with strong focus on partnering/deal making
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A Publication of first data from two parallel Phaskealtlinical trials of B1206.

Aendrp YAffA2Y YAESad2yS LI e&yYSyd FNRBY aAdadzmAia
of the first patient in a Phase Il clinical trial of an antibody identified from?2 L ypZopriétarPECoDeR®
antibody library.

KA ¢

A The rights issue and directed issue completed in April, amounted to in total SEK 220.0 million after issue !

expenses.

A Acceptance by FDA of an IND application for a Ph#aellhical trial of BIL.206 in combination with
pembrolizumalin solid tumors.

A Selection of the first target discovered byA 2 L YVIONR/LINPEAS G+ NBE COPL dwd{ d¢ n
collaboration with Pfizeinc, triggering a payment from Pfizer to Biolnvent of $0.3 million.

A $0.5 million milestone payment from XOMA Corporation related to the acceptance by FDA of the IND
application for TAKLG9.
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PLATFORM FOR DISCO

A 2 A yproprigtar@@latform

Immune profiling

- Phenotype
- Function
bﬁ a. Validation & quality of TILs for use in target
[ o) agnostic cell-based functional discovery
Poav. b. Pre-defined candidate receptors
Functional mAb generation
screening - predefined receptors
- Invitro - target agnostic (TILs vs normal)

- in vivo

target deconvolution

- . 4

Platform validated by Pfizer
- Pfizer is now using the platform for their tumor associated myeloid cells (TAM)




THECONCEPT
WORKS

New drugs direct the
Immune system to
combattumors

arket Research, 2018. Figures refers to thi bal i

ONLY A SUBSET
PATIENTS
RESPOND TO

CURRENT DRUQS

New mechanisms and
antibodies needed to
Improve outcomes

EEDED TO IMPROVE C

DF A RAPIDLY
GROWING MARKI

2016 sales

43bn

(USD)

2022E salés

O7bn

(USD)

CAGR 2018022E

14.6%




SSIVE CELLS

R IMMUNITY

The cancer immunity cycle

Trafficking of T cells teumors
Priming and activation /\ ¥ (CTLs)

of T cells e
f
@ Tregd (CD25+ foxp3+) /\ O O

TAM/MDSC

CTE
Macrophage$

Infiltration of T cells into
tumors

Recognition of cancer cells by
T cells

Tregs (CD25+ foxp3+)

TAMZ2/MDSC?

Inhibiting FgRs

CTe

Macrophage$

Antitumor monoclonal antibodies riAb)
Activating FoRs

Cancer antigen presentatiore
(dendritic cells/APE)

TAME/MDSC
Inhibiting FoORs

Macrophage$

@ Dendritic cells 1
Activating FgRs \

Release of the cancer cell a
antigens (cancer cell death)

Killing of cancer cells (immune
and cancer cells) and

overcoming minimal residual
disease (MRD)

@ = Inhibitors @ = Stimulating factors
ssociated regulatory T cell®) Tumorassocia % i of the immune
gulf cellular debris, foreign substances and ¢




Indication Program Discovery Preclinical

Phase | Phase Il
TargettC O wlL L .

NHL (MCL, MZIED BF1206 /rituximab

Solid cancer

BF1206/ pembrolizumab

Solid cancer BF1607

——— o015
" Target:Tumorassociatedregulatory T cells Treg9
Solid cancer h /| ¢-4-GM-CSF/V . e ——> 2020
Solid cancer BiMy nykh ¢b y (2020%
Solid cancer FIRS’T h ¢ NB

Target: Tumor associated myeloid cells (TAMS)

FIRST "ot o - D

Solid cancer

i =l st
A Biolnventadditionally has ownership in arfllGFprograms TBI03 and THR17 partnered withOncuriosand Oxurion
A Two parallel Clinical Phase /Il studies ongoing with26 Biolnventand CRUK sponsored)

» - 4



FQRIIBC A SINGLE INHIBITORY ANTIBODY CHECKPOINT TO UNL
ANTICANCER IMMUNITY

Antibody checkpoints T cell checkpoints

Activating receptors Inhibitory receptors Activating receptors Inhibitory receptors

cD28 CTLA-4

FcyRla FeyRIlb
0X40 PD-1

FcyRlla GITR
CcD137
cD27
FcyRllla

¥

f Ihnnate immurrl]it)ll(_” ' Adaptive immunity
Pacr(taltl)stbitlg}?ouggti?/)ftin;; da;h;p?e;utrr?gr . i Part of the immune that eliminates the pathogens

o and/or prevents their growth.
adaptive immune system.
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BI1206 IN NONHODGKIN LYMPHOMA TURBOCHARGINGGANDI
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POST B1206

Rituximab is effective when bound
to CD20on the cell surface, but its
efficacy is hampered bygRIIB
mediated endocytosis
Rituximabis a monoclonal antibody
(Rituxar®,Mabthera®, Roche)
killing malignant B cells

CD20s an antigen expressed on
the surface of B cells, as well as
cancer cells derived from-&lls

TheFaRIIBreceptor functions to

remove Rituximab from CD20, i.e.
protecting cancer cells from the
immune system

The immune cells fails to attack the tumor cell

No phagocytosis

Rituximab

< FcyRIIB
S,

Tumor cell

. A 2 Ly Br$pablacks the

Fa@RIIBreceptor, suppressing the L

dzy2 NRa LINRGSOU
helps restore and enhance
NRA GdzEA Yl 6 Q4

a better antitumor activity is
engaged allowing the immune
system to find and kill the tumor
cell

STTEO|
A With the FggRIIBreceptor blocked,

With the F@RIIBreceptor blocked, the immune system can kill the tumor cell

BIL1206

BI1206

¢

MO SN
=0 &>

Tumor cell

Phagocytosis

Note:(1) Phagocytosis refers to the process by which cells (phagocytes) engulf foreign particles. This is a major mechanismmioretsystem to remove pathogens and cell debris i.e.
killing the tumor cell in this specific case.
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BI1206: CUTTING BOTH WAYS

{ BIF1206 BLOCKS RITUXIMAB INTERNALIZATION AND IMPROVESTIUBIARTACTIVITY }
Human CD2@ O wduhle transgenic mice Humanizedmodel of relapsed/ refractory CLL
B cell depletion in vivo D .
250 = EEEE
" 100.0 L __’_1 % 2004 %
3 BOOSTING a . o
w 800 wLe¢! - La! . C < 150+ . o AL
g 60.0 % z’t.‘a.‘ Coe " .
2 : _ A A ¥
: ~m-rituximab (500ug) ; e P, 4 ", F.! A Yy?
40.0 BI-1206 (500ug) O . e '.'-. ‘f“f MALAM
\l/ - rituximab (250 pg) + = . mg®  “aat Yy
20.0 BI-1206 (250 ug) o= A Yv ; v
OVERCOMING 0 T — T T —T
00 ctrl rituximab BI-1206 rituximab
0 2 4 6 8 10 12 14 16 18 20 22 24 26 28 30 RESISTANCE +BI-1206
Day post mAb injection (i.v.) % objective . . . .
responders (blue)

Comments Comments }
A By combining Rituximab and-B206, results show a A Adding B11206 resensitizes tumor cells to rituximab
synergistically enhanced B cell depletion mediated leukemic cell depletion

A (I;)f?en;(t)nstratmg thatBhwnc Aa UNbzt e o022auiy3d whuldE A Demonstrating that BL206 can overcome rituximab
resistance in vivo

11 Note: (L) CLL is an abbreviation of Chronic Lymphocytic Leukaemia, an incurable lymphoma disease that normally effects older people. : B iO Inve nt




BI1206: EXPANDING THERAPEUTIC POTERHARE I/lIA STUDY

{ STUDY OVERVIEW }

L A multicenter, open label, Phasél#study in relapsed or refractory indolent Nétodgkin LymphomaNHL) patients
enriched with Mantle Cell Lymphongaapproximately 24 patients across sites in US & EU

b High proportion of patients expressi)/ ! wnleriched population
b High unmet medical neegldespite the availability of targeted therapies

Current phase

Start: Sep 2018 H2 2020

Patients with BI1206 + RT

(375 mg/n®)

TOPLINE

relapsed or
refractory NHL i

(375 mg/n¥)

RESULTS

(Expected)

3+3 dose escalation
(n=912)
4 weekly doses

Expansion phase
lla(n=12)
4 weekly dose

CD32b positive

Determination of
RP2D in NHL patients

____________________________

RP2D in NHL patients,
enriched with MCL

{ OBJECTIVES

Safety & tolerability of B1206 in combination with rituximab
PK/PD of the antibody

Recommended phase 2 dose (RP2D)

Signs of efficacy of the combination treatment

gcrororor o

Biomarker exploration (B cell depletion, phosphorylatiof€of + WL L .
bLcro w\elexpression is associated with a worse prognosis for the patient

12 | Note: (1) Pharmacokinetigtharmacodynamids a technique that combines the two classical pharmacologic disciplines of pharmacokinetics and pharmacodynamics. : B io | nvent



BI1206: VALUE PROPOSTIKREY SEGMENTS & VALUE DRIVERS

{ KEY SUBEGMENTS OF NGMDDGKIN LYMPHOMA (NHL) } Value drivers

Safety, chemefree regimen and scientific rationale in
anti-CD20 refractory EBell ymphoma are key drivers of
BL1206 attractiveness.

—

/500m

total US market/year,

A Firstin-class in hematologyno direct competitors
A BF1206 shows a favorable safety profile
A High unmet need for chemotheragyee, safer
options in 24 Line
in Rituximabrefractory patients
in aggressive disease such as MCL
in transplant ineligible and elderly MCL

patients
In patients ineligible for chemo or targeted
therapies
A MCL, mantle cell lymphoma develops in the outer edge of a lymph A Shorter clinical trials in"? Line and 8 Line MCL (~2
node called mantle cell. Usually diagnosed in people in their early 3 years)

60s. MCL may be slow growing (indolent) but can also be fast A Strong scientific rationale

ETG {EETEEITE) A Possible label extension to all therapeutic areas whe

A FL, follicular lymphoma is typically very slegrowing and is the most anti-CD20mAbsare used

common form of slowgrowing norHodgkin lymphoma. A Biolnventhas received Orphan Drug Designation fro

A MZL%, marginal zone lymphoma is a slow growing type of B cel nan the FDA for BL206 in MCL in January
Hodgkin lymphoma that begins forming in the marginal zones of

lymph tissue. Median age for diagnosis is 65.

13 Source: 1) Defined Health, 2019 .:. Biolnvent



18-BI1206-03 Clinical Study in Solid Tumors

| STUDY OVERVIEW

b Amulticenter, open label, Phasellastudy in adults with advanced sotigmorswho have relapsed or are refractory to anti
PD1 or antiPDL1 therapy approximately 6670 patients across sites in US & SWE
b High unmet medical neegidespite the availability of targeted therapies
b strong rational for combination, &0+ wa Kl #S 0SSy aKz2gsy (2 Y2RdA I GS8 GKS I OiAD.
b Local overexpressiasf C O+ wayldétermine resistance to affiD1 therapy
Start: H1 19 Part A Part B H1 2021

Patients with BI1206 + BI1206 +

solid tumors Pembrolizumab e I e TOPLINE

relapsed or (200mg)

refractory to T2 alise Expafr21(;(i)(r)nr1g )phase RESULTS

anti-PD-1 or escalation(n=aprox la(n=12+12+1 (Expected)

anti-PDL1 24)

Determination of RP2D inin 3 cohorts:
RP2D NSCLC, metastatic melanoma,
other tumor types
[ OBJECTIVES

Safety & tolerability of B1206 in combination with pembrolizumab
PK/PD of the antibody

Recommended phase 2 dose (RP2D)

Signs of efficacy of the combination treatment

(vl v v v gl v g

Biomarker exploration (CD32b and-BRRumor expression)

*'Biolnvent



TARGETING TREGS AND TAMS TO MITIGATE IMMUNE SUPPRES
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TARGETING TAMS

ARegulatory T cell§¢eg3 can
substantially inhibit immune
responses, enabling tumor cells to
escape detection.

ABiolnventA & dzi A f AT Ay 3
platform to identify and characterize
monoclonal antibodies to cancer
associatedlregtargets in a function
first, target agnostic, manner.

ABiolnventis also pursuing
differentiated antibodies to known
targets through novel mechanisms
and pathways.

©)

CpsTcell 79 TAM " CpgTcell Treg ® s TAM . cogTcell Y e TAM

CISSORREEe: ©  sadulinints 8 39. %6
REOA 850, — FO®on® o0y -8 "0s20® 0
bvcgﬁb.qo bvb oqe — . 0 9 L 20
PURDIND BB OUe WS

Developing antibodies that act oifregsvia novel or validated targets

Tumor cell

TAM

Active

Dead Tumor cell TAM Tumoricidal

Active

Dead

Dead
tumor cell TAM Tumoricidal

Within atumor
microenvironmentxX

X1 At TheysBdu@F

FOGAGIGAZY 2F /5y XNB@ﬁzﬁﬁayEyRytﬂﬁT‘;éﬁK

Aln partnership with Pfizer Inc.,
Biolnventworks to identify novel
oncology targets and therapeutic
antibodies that may either reverse
the immunosuppressive activity of
tumor-associated myeloid cells
(TAMS) or reduce the number of
tumor-associated myeloid cells in th
tumor.

ABiolnventis eligible for potential
future developmentmilestones in
excess of $500 million.

14

®

Strategic collaboration with Pfizeg developing antibodies that act on TAMs

Within atumor
microenvironmentxX

®
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/ 5y ¢
macrophage activation, resulting in
death of tumor cells.
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