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Forward Looking statements 

Certain statements contained in this presentation 
constitute forward-looking statements. Forward-looking 
statements are statements that are not historical facts 
and they can be identified by the use of forward-looking 
terminology, including the words "anticipate", "believe", 
"intend", "estimate", "expect", "will", "may", "should" and 
words of similar meaning. By their nature, forward-
looking statements involve a number of risks, 
uncertainties and assumptions that could cause actual 
results or events to differ materially from those 
expressed or implied by the forward-looking statements. 
Accordingly, no assurance is given that such forward-
looking statements will prove to have been correct. They 
speak only as at the date of the presentation and no 
representation or warranty, expressed or implied, is 
made by BerGenBio ASA or its affiliates ("BerGenBio"), 
or by any of their respective members, directors, officers 
or employees that any of these forward-looking

statements or forecasts will come to pass or that any 
forecast result will be achieved and you are cautioned 
not to place any undue influence on any forward-looking 
statement. BerGenBio is making no representation or 
warranty, expressed or implied, as to the accuracy, 
reliability or completeness of this presentation, and 
neither BerGenBio nor any of its directors, officers or 
employees will have any liability to you or any other 
person resulting from the use of this presentation.

Copyright of all published material, including 
photographs, drawings and images in this presentation 
remain with BerGenBio and relevant third parties, as 
appropriate. Consequently, no reproduction in any form 
of the presentation, or parts thereof, is permitted without 
the prior written permission, and only with appropriate 
acknowledgements.
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BerGenBio – world leaders in AXL therapeutics

NSCLC – Non Small Cell Lung Cancer. AML – Acute Myeloid Leukemia   R/R – relapse & refractory   2L – Second Line.   LDAC – low dose Cytarabine.  * cf. KN001; Garon et al NEJM 2015 . 

First-in-class AXL inhibitors for aggressive cancers

Bemcentinib Bemcentinib targeting unmet medical need in the largest solid and blood 
malignancies – NSCLC and AML – ca. US$25bn opportunity

Once-a-day bemcentinib pill – demonstrated promising efficacy and safety in 
> 250 patients, many with durable benefit > 2 years

Phase II LDAC combination expansion in 2L R/R AML underway, preliminary 
data expected 1H 2020.
Fast Track and Orphan designations granted by FDA in USA

Phase II Keytruda combination 2LNSCLC, met endpoints, and exceeded Keytuda
monotherapy response and survival data by three-fold*.   

Ongoing Phase II Keytruda combination 2L NSCLC studies to access large 
emerging patient populations, preliminary data expect 1H 2020.
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BerGenBio pipeline - 3 selective AXL inhibitors in clinical development
Multiple attractive opportunities in AML and NSCLC

Candidate
Targeted  
Indication

Discovery Preclinical Phase I Phase II Phase III. 

Bemcentinib >2L AML 

Bemcentinib            
(combination with LDAC) 2L AML

Bemcentinib                
(combination with 
Keytruda)

2L NSCLC.                                                          
(chemo refractory)

2L NSCLC                        
(CPI refractory)

2L NSCLC           
(CPI+chemo refractory)

Tilvestamab (BGB149) TBA

BGB601 Various solid tumors

Ph II safety and POC efficacy demonstrated in 39 patient trial

Ph II POC study on going 29 pts

Ph II POC study on going 29 pts

Ph I Healthy volunteer study ongoing

Ph I safety study ongoing

Ph Ib Safety demonstrated, efficacy POC expansion study- 28 pts.

Ph II safety and POC efficacy demonstrated in 50 patient trial, end points met

CPI – checkpoint inhibitor
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Q3 2019 and post-period highlights

Proprietary composite AXL tumor-immune (cAXL) score developed to identify & diagnose patients that show durable benefit
Five-fold selective for ORR and three-fold mPFS improvement for cAXL +ve patients reported to date

Primary & Secondary endpoint of ORR met in Phase II 2L NSCLC (cohort A) in combination with KEYTRUDA®

Three-fold improvement over Keytruda monotherapy**

Cash and Cash Equivalents at end of Q3 2019 NOK 289.5m
Operating loss of NOK 47.5m in Q3.

FDA Fast Track designation received for bemcentinib in relapse AML

Phase Ib interim safety data in 1L Melanoma presented at ESMO
bemcentinib in combination with pembrolizumab or BRAF/MEK inhibitors was well tolerated by patients

New Phase II clinical data from in NSCLC presented at ASCO, WCLC, ESMO & SITC 
Bemcentinib in combination with  KEYTRUDA® superior ORR, mPFS and OS data in 2L AXL positive patients*

ORR – Overall Response rate   OS – Overall Survival.    mPFS – median Progression Free Surviva *cf. KN001; Garon et al NEJM 2015 ** cf. KN-010 Herbst et al, Lancet 2016
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AXL is a key survival mechanism ‘hijacked’ by aggressive cancers
and drives drug resistance, immune-suppression & metastasis

tumour 
cell

DC

NK

M2

AXL increases on the tumor cell 
and causes cancer escape and survival

AXL increases on immune cells 
and suppresses the innate immune response

• Acquired drug resistance
• Immune cell death resistant
• Metastasis

very low expression under healthy physiological 
conditions

overexpressed in response to hypoxia, 
inflammation, cellular stress & drug treatment

overexpression correlates with worse prognosis 
in most cancers

• M1 to M2 macrophage polarisation
• Decreased antigen presentation by DCs
• Prevent CD8+ T cell mediated cell death
• Activates Treg cells

DC- dendritic cells   Treg – Regulatory T Cell
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AXL conditions the tumor micro-environment to suppress immune mediated cell death
Bemcentinib benefits patients who are not expected to respond to Keytruda
SITC 2019:Advanced multispectral imaging technology allows us to see tumor infiltrating AXL+ macrophages interact with CD8+ T cells and Tregs in pre-
treatment biopsy sample from a patient. The proximity of the immune cells to tumor cells would predict this patient would not respond to Keytruda.

PANCK

AXL

CD68

FoxP3 

CD8
Treg CD8+T cells CD4+ T cells

AXL+ AXL+Mɸ Mɸ

PANCK AXL CD68 FoxP3 CD8 Treg CD8+ T Cell  Axl+ Mɸ (other Axl+)

1. Axl+ macrophage interacting with CD8+ T cells
2. Axl+ macrophage interacting with regulatory T cell
3. Regulatory T cell interacting with CD8+ T cell

Refractory NSCLC patient treated with bemcentinib+Keytruda: 
50% tumor shrinkage and ongoing response >95 weeks

1

2

3
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Pan-tumor Analysis of the Association of Cancer and Immune 
Biology–related Gene Expression Signatures with Response  
to Pembrolizumab Monotherapy

BACKGROUND
 • Tumor RNA profiling by RNA sequencing (RNA-seq) has the potential to further identify sets of genes 
associated with a particular biology that may influence resistance and responsiveness to treatment with 
immune checkpoint inhibition

 • The availability of RNA-seq data in tumor biopsies from pembrolizumab trials offers the opportunity to explore 
associations between key gene expression signatures and clinical objective response across different tumor types 

 • We previously defined an interferon γ–related, 18-gene T-cell inflamed gene expression profile (GEP) that was 
associated with clinical response to pembrolizumab across multiple tumor types1 

 • Additionally, using data sets external to pembrolizumab trials, we have defined a canonical set of RNA-seq–based 
gene expression signatures representing key biological axes of expression beyond the T-cell inflamed GEP that 
may be associated with response to pembrolizumab monotherapy and common across different tumor types

 • This analysis explored the potential relationships between these key biological gene expression signatures, 
including the T-cell inflamed GEP, with objective response rate (ORR) to pembrolizumab monotherapy using 
RNA-seq data from patient baseline tumor biopsies across several pembrolizumab trials of different tumor types 

OBJECTIVE
 • Explore potential relationships between key biological gene expression signatures and ORR in pembrolizumab 
monotherapy trials across several tumor types

METHODS
Study Design and Patients
 • A canonical set of 10 RNA expression signatures representative of key tumor biology and tumor 
microenvironment elements beyond the T-cell inflamed GEP, previously shown to be related to key biological 
axes, were defined using the independent Merck-Moffitt and TCGA databases2,3 

 – Signatures were defined de novo in these external databases (independent of any pembrolizumab trial) using a 
correlation algorithm to select individual genes for membership in the canonical signature based on correlation 
with reference signatures identified in the literature or from internal work outside of pembrolizumab trials4-11

 – RNA signatures include Angiogenesis, Hypoxia, Glycolysis, Proliferation, MYC, RAS, Granulocytic 
and Monocytic Myeloid-derived Suppressor cells (gMDSC, mMDSC respectively), Stroma/Epithelial to 
Mesenchymal Transition (EMT)/Transforming Growth Factor Beta (TGFβ), and WNT

 • RNA signature gene sets were prespecified prior to connecting RNA-seq data to clinical outcomes from the 
studies evaluated

 • Analysis included patients with available RNA-seq data passing QC and involved the following pembrolizumab 
studies (N=1188)

 – KN001/KN006-Melanoma (NCT01295827/NCT01866319; N=476; pembrolizumab-treated and ipilimumab-naïve)
 – KN052-Urothelial (NCT02335424; N=186)
 – KN012/KN055-HNSCC (NCT01848834/NCT02255097; N=147; HPV-negative by whole exome sequencing)
 – KN086-TNBC (NCT02447003; N=132) 
 – KN059-Gastric (NCT02335411; N=92) 
 – KN427-RCC (NCT02853344; N=78)
 – KN100-Ovarian (NCT02674061; N=77)

Assessments
 • RNA-seq was performed using the Hi Seq4000 (Illumina, San Diego, CA) platform
 • T-cell inflamed GEP score on RNA-seq platform was calculated as the weighted sum of the predictor genes 
determined during the development of the T-cell inflamed GEP on Nanostring platform;1 non-T-cell inflamed 
GEP signature scores were calculated as the average of the genes (in log scale) in each signature gene set

 • Correlation patterns between RNA signatures and association of these signatures with confirmed ORR (where 
ORR = PR+CR, by independent central review, per RECIST 1.1) were assessed

Statistical Analysis
 • Relationships between RNA signatures and ORR were assessed using logistic regression analysis, which 
included terms adjusting for cancer type, ECOG performance status, and the T-cell inflamed GEP

 • Adjustment for the T-cell inflamed GEP attempts to understand the additional explanatory value that any non-
T-cell inflamed GEP signatures have for objective response, an approach equivalent to evaluating association 
between ORR and the residuals of canonical signatures after detrending them for their relationship with the 
T-cell inflamed GEP 

 • Testing of the 10 prespecified canonical signatures for a postulated negative association (except Proliferation, 
which had a hypothesized positive association) with ORR was adjusted for multiplicity using the Hochberg 
step-up procedure

 • Area under the receiver operating characteristic (AUROC) curves were used as a general measure of the 
discriminatory value of the gene signatures

Razvan Cristescu1; Michael Nebozhyn1; Chunsheng Zhang1; Andrew Albright1; Julie Kobie1; Lingkang Huang1; Qing Zhao1; Anran Wang1; Hua Ma1;  
Andrea L. Webber1; Petar Jelinic1; Mohini Rajasagi1; Sandra C. Souza1; Raluca Predoiu1; Z. Alexander Cao1; Junshui Ma1; Michael Morrissey1; Clemens Krepler1; 
Stephen Keefe1; Jonathan Cheng1; Vassiliki Karantza1; Sukrut Shah1; Rodolfo F. Perini1; Antoni Ribas2; Petros Grivas3; David W. Cescon4; Terrill Mcclanahan1; 
Alexandra Snyder1; Mark Ayers1; Jared Lunceford1; Andrey Loboda1

1Merck & Co., Inc., Kenilworth, NJ, USA; 2Department of Medicine, University of California, Los Angeles, Los Angeles, CA, USA; 3University of Washington, Seattle, WA, USA;  
4Princess Margaret Cancer Centre, Toronto, ON, Canada

RESULTS

Table 1. Overview of Consensus Gene Sets

Signature

T-cell 
inflamed 

GEP gMDSC mMDSC Proliferation Hypoxia Glycolysis RAS MYC Angiogenesis WNT

Stroma/ 
EMT/ 
TGFβ

Number of genes in 
consensus 18 43 218 227 20 30 11 32 16 13 51

Correlation with T-cell 
inflamed GEP, TCGA 1 0.47 0.81 0.07 0.20 0.21 0.11 -0.09 0.10 -0.20 0.23

Correlation with T-cell 
inflamed GEP, Moffitt 1 0.46 0.80 0.10 0.20 0.25 0.10 0.04 0.02 -0.11 0.22

Figure 1. Pairwise Correlation of Consensus Signatures in Moffitt/TCGA Databases 
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Figure 2. Pairwise Correlation Between T-cell Inflamed GEP (RNA-seq) and Consensus 
Signatures in Pooled Pembrolizumab Trial Analysis Population 
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Table 2. Association of T-cell inflamed GEP and Consensus Signatures with Pembrolizumab ORR
Signature AUROC Curvea (95% CI) Nominal One-Sided P Valueb Multiplicity-Adjusted P Valuec

T-cell inflamed GEP 0.63 (0.60-0.67) <<0.0001d N/A
Angiogenesis 0.58 (0.54-0.61) 0.0001 0.0009
mMDSC 0.56 (0.53-0.60) 0.0001 0.0009
Stroma/EMT/TGFβ 0.56 (0.52-0.60) 0.0003 0.0023
gMDSC 0.53 (0.50-0.57) 0.0318 0.2225
Proliferation 0.53 (0.49-0.56) 0.0882 0.4523
WNT 0.52 (0.48-0.56) 0.0951 0.4523
RAS 0.52 (0.48-0.56) 0.1131 0.4523
Hypoxia 0.51 (0.47-0.54) 0.3790 0.8193
MYC 0.51 (0.47-0.55) 0.4096 0.8193
Glycolysis 0.48 (0.44-0.52) 0.8274 0.8274

aFor the T-cell inflamed GEP, predictor is residual score after adjusting for cancer type and for non-T-cell inflamed GEP residual score after adjustment for 
cancer type and T-cell inflamed GEP. For the T-cell inflamed GEP and for Proliferation, AUROC was estimated for positive and negative associations in the 
remainder. bFor the T-cell inflamed GEP and for Proliferation, testing was for positive and negative associations in the remainder. cConsensus signature tests 
adjusted using Hochberg step-up procedure. dP=3.6E-12.

 • Correlation patterns between the signatures were similar in the pembrolizumab patient and external data sets 
used to define the signatures

 • The T-cell inflamed GEP demonstrated the strongest association with pembrolizumab ORR 
 • Angiogenesis, mMDSC, and Stroma/EMT/TGFβ, exhibited statistically significant negative associations with 
ORR (at 0.05) after adjusting for multiple testing; the remaining signatures showed no association (at 0.05) 

Figure 3. Associations of T-cell inflamed GEP, Angiogenesis, mMDSC, and Stroma/EMT/
TGFβ Signatures with ORR Across the Tumor Types 
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 • Figure 3 compares responders vs non-responders for T-cell inflamed GEP-detrended versions of the 
signatures and visually confirms shifts in the signatures between responders and non-responders underlying 
the testing results in Table 2

Figure 4. AUROC by Signature and Cancer Type 

T-ce
ll i

nfl
am

ed
 G

EP

Ang
iog

en
sis

mMDSC

Stro
ma/E

MT/T
GFß

gM
DSC

Pro
life

ra
tio

n
W

NT
RAS

Hyp
ox

ia
MYC

Glyc
oly

sis

0.4

0.5

0.6

0.7

0.8

A
U

R
O

C

Gastric

TNBC

Melanoma

Bladder

Ovarian

RCC

HNSCC

Note that the symbols are sized to represent the population sizes of the different cohorts that influence the AUROC estimates shown in Table 2. 

 • Figure 4 displays the individual AUROC values of the cancer types where variation can be seen across the 
tumor types and the potential for certain types to influence the pan-cancer testing results shown in Table 2

CONCLUSIONS

• Results of this exploratory analysis of a canonical set of gene expression signatures 
using RNA-seq data from patient tumors in several pembrolizumab monotherapy 
trials (n=1188) across multiple tumor types, suggest that features beyond interferon 
γ–related T-cell inflammation may be relevant to response 

• The T-cell inflamed GEP demonstrated a robust positive association with ORR to 
pembrolizumab while signatures for Angiogenesis, mMDSC, and Stroma/EMT/
TGFβ showed evidence of negative associations

• The findings for the Angiogenesis, mMDSC, and Stroma/EMT/TGFβ signatures are 
consistent with the proposed role of these gene sets in immune-suppressive axes 
with potential negative impact on immunotherapy efficacy

• These data may help to define additional rational axes of tumor biology for 
therapeutic intervention in combination with pembrolizumab 

• Future evaluation of these signatures in other cancer types and in randomized 
settings may provide additional insight into their prognostic or predictive character
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P324

BerGenBios’ proprietary novel gene signature predicts patients that benefit from 
bemcentinib - pembrolizumab combination therapy

SITC 2019: BerGenBio & Merck independently published related gene signatures that predict response or resistance to pembrolizumab

Merck reported a gene signature from patients that did not respond to Keytruda monotherapy in many cancers, 
this was similar to the BerGenBio gene signature EXCEPT these patients did respond to Keytruda + bemcentinib
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IND / Phase I Phase II Phase III Appr.

AXL inhibitors – emerging competitive landscape

Non-
selective

AXL 
selective  

other

tilvestamab– AXL Mab

BGB601 – AXL ADC 

AXL-ADC

Gas6 trap

AXL 
selective 

small molecule

Benefits of a selective AXL inhibitor:
1. Safety
2. Biomarker directed treatment

3. Combination with other drugs
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Bemcentinib clinical development 
Acute Myeloid Leukaemia (AML)

Objective: to develop a well tolerated, effective and convenient drug 
for this difficult to treat, elderly & frail patient population. 

Monotherapy ≥2L patients >75yrs 
43% ORR in AXL +ve R/R AML

LDAC chemo combination 2L R/R patients >60 yrs

Ref. BGBC003 / NCT02488408
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Acute Myeloid Leukaemia (AML)
Most common type of acute leukaemia in adults1 

(1) Cancer.gov; (2) SEER;  (3) https://www.who.int/selection_medicines/committees/expert/20/applications/AML_APL.pdf?ua=1ble
(4) https://www.cancer.net/cancer-types/leukemia-acute-myeloid-aml/statistics (5) https://www.businesswire.com/news/home/20190319005442/en/ (6)
http://asheducationbook.hematologylibrary.org/content/2010/1/62.long, (7) https://www.ncbi.nlm.nih.gov/books/NBK65996/

AML is a rare aggressive cancer of the blood and bone marrow 
characterised by difficult to treat malignancies

AML
25%

LEUKAEMIA
350,000 pts globally

~ 20,000 new cases diagnosed and >10,000 deaths in the US 
in 20182

AML makes up 32% of all adult leukaemia cases  

Occurs in a predominantly elderly, frail patient population; 
68% of patients diagnosed with AML were aged >60 years 6

14%

annual growth rate

2018
$700 million 

2024
$1.5 billion 

AML Market3,4,5

5 year survival rates of 3-8% in patients over 60 years old 7

70%
Patients unfit 

for intensive

therapy
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Standard of Care

Induction chemotherapy
+/- novel drugs 

(e.g. FLT3 inhibitor or CD33 antibody)

Low dose chemotherapy 
or hypomethylating agents

&/or novel drugs

Consolidation chemotherapy

Best supportive care*

≥2L Bemcentinib 
Mono / Combination therapy

Mono
therapy

Chemo
Combo

*A small number of patients may be eligible for targeted therapy

Fit for Intensive Chemotherapy Unfit for Intensive Chemotherapy (~70% pts)
Goal is complete remission

Salvage 
chemotherapy
+/- novel drugs

Haematopoietic Stem Cell 
Transplant (HPSCT)

Treatment Failure

Treatment Failure

Goal is to extend survival

Acute myeloid leukemia (AML) 
One of the most aggressive blood cancers, with a very low survival rate and few options for 
patients who are ineligible for intensive chemotherapy



13

1L & 2L R/R patients >60 yrs
No approved SOC

Bemcentinib + LDAC
EHA 2019                           

CR/Cri/CRp
6/14

43%
mDOR >8Mo.

Responses occurred early, improved over time and 
included poor risk, previously treated patients. 
Bemcentinib appears well tolerated in combination 
with LDAC.

28 patient Ph II expansion cohort to initiate H2’19 
to confirm signal in 2LR/R patient population : 2x 
patient population

* including 2 patients with low dose decitabine, one remains in CR after 20 months

≥2L Relapse patients >75yrs
No approved SoC  

Bemcentinib Monotherapy 
ASH 2018          

CR/Cri/CRp
6/14

43%

mDOR 3.1mo. (5.5* mo.) 

Safety profile was well tolerated 

AXL +ve* patients
14/27

52%

Stable Disease
3/14

21%

Clinical development to optimize bemcentinib clinical position for AML patients
FDA approved Fast Track and Orphan designation

Global 
randomized 
Ph IIb trial
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U.S. Food and Drug Administration (FDA) has approved Fast Track Designation for 
bemcentinib

• U.S. Food and Drug Administration (FDA) has approved Fast Track Designation for bemcentinib for the treatment of elderly patients with acute 
myeloid leukaemia (AML) whose disease has relapsed. 

• There are currently no marketed drugs specifically approved for all relapsed AML patients, representing a significant unmet medical need.

• Fast Track is a process designed to facilitate the development and expedite the review of drugs to treat serious conditions and fill an unmet medical 
need. 

• The purpose is to get important new drugs to the patient earlier

Advantages of this designation include:
• More frequent meetings with FDA to discuss the drug’s development plan and ensure collection of appropriate data needed to support drug approval
• More frequent communication from FDA about such things as the design of the proposed clinical trials and use of biomarkers
• Eligibility for Accelerated Approval and Priority Review, if relevant criteria are met
• Rolling Review, which means that a drug company can submit completed sections of its Biologic License Application (BLA) or New Drug Application 

(NDA) for review by FDA, rather than waiting until every section of the NDA is completed before the entire application can be reviewed. BLA or NDA 
review usually does not begin until the drug company has submitted the entire application to the FDA

BerGenBio has ongoing phase 2 trials in this indication and plans to seek regulatory advice from the FDA and European Medicines Agency 
(EMA) to determine the optimal regulatory path for bemcentinib in relapsed AML.

Thanks and acknowledgement to the entire BGB team for this achievement, especially :-
James Barnes PhD – Operations Director
Ian Thomas PhD – Associate Director Regulatory Affairs
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Ref. BGBC008 / NCT03184571

Bemcentinib clinical development in
Non Small Cell Lung Cancer (NSCLC)

Objective: to improve the effectiveness of immune check point inhibitor (CPI) 
(pembrolizumab/Keytruda) refractory NSCLC patients, with a well 
tolerated, effective, and convenient drug 

Chemotherapy refractory patients

CPI refractory patients

CPI+Chemotherapy refractory patients
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NSCLC causes more cancer related deaths than breast, colon, 
pancreas and prostate combined

(1) fortunebusinessinsights.com/industry-reports/non-small-cell-lung-cancer-therapeutics-market-100484

The largest cancer killer, most patients depend on drug therapy

85% of lung cancers 

are NSCLC

The most common type of cancer

2.09 million new cases of lung cancer diagnosed/yr worldwide, 
making up 11.6% of all cancer cases1

1.76 million lung cancer deaths/yr worldwide1

5-year survival rate is 3.5% in patients with PD-L1 <1%, 

and 12.6% in patients PD-L1 1-49%

14%

annual growth rate

2018
$16bn

2026
$24 billion 

NSCLC Market1

https://www.fortunebusinessinsights.com/industry-reports/non-small-cell-lung-cancer-therapeutics-market-100484
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Platinum chemotherapy 
+/- checkpoint inhibitor 

Checkpoint 
inhibitor 

monotherapy
Targeted therapy

Platinum chemotherapy

* Mutations / rearrangements with available targeted therapies such as EGFR and ALK

Severe unmet medical need

<1% PD-L1 expression
39%

>50% PD-L1
23% driver mutations*

Effective and well tolerated 
2L therapies

Deepening 1L responses, 
particularly PD-L1 negative/low

Non- Small Cell Lung Cancer (NSCLC)
Rapidly evolving SoC creates opportunities for novel effective, chemo free regimens

Severe unmet medical need

Opportunities

1st Line
~375,000 pts

2nd & 3rd

Line
~220,000 pts 

1-49 % PD-L1 expression
38%

BerGenBio NSCLC Ph II trial
BGBC008
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BGBC008

Phase II 2-stage study of 

bemcentinib (BGB324) in 

combination with 

pembrolizumab

Inclusion criteria
• Adenocarcinoma histology
• Measurable disease
• Fresh tumor tissue
• AXL and PD-L1 All comers

Assessments
Efficacy

• Primary endpoint

• Objective Response Rate
• Secondary endpoints

• Duration of Response
• Disease Control Rate
• Time to Progression
• Survival at 12 months
• Response by Biomarker 

expression
Safety

PK

Regimen
• Pembrolizumab 200mg fixed
• Bemcentinib 400mg loading 

dose, then 200mg OD

Cohort A

• Previously treated with a 

platinum containing 

chemotherapy

• 2nd line advanced adeno 
NSCLC

Cohort B
• Previously treated with a checkpoint 

inhibitor (PD-L1 or PD-1 inhibitor)

• No more than 2 previous lines of treatment
• Must have had disease control for ≥12 

weeks followed by progression
• 2nd or 3rd line advanced adeno NSCLC

Cohort C
• Previously treated 1st line with a 

checkpoint inhibitor- containing 

regimen in combination with a 

platinum-containing chemotherapy

• Disease control on 1st line therapy for ≥12 
weeks followed by progression

• 2nd line advanced adeno NSCLC

Interim Analysis

Stage 1

N=24 patients
(each patient has the potential for at 

least 24 weeks follow-up)

Stop at this stage for:
Futility (H0:15% if ≤3 responses)
Or unfavourable risk/benefit

Interim Analysis

Cohorts B & C
Stage 1

N=13 patients/cohort

(each patient has the potential for 
at least 24 weeks follow-up)

Stop at this stage for
Futility (H0:15% if 0 responses)
Or unfavourable risk/benefit

Final Analysis

Stage 2

N=50 patients total
(each patient has the potential for at 

least 24 weeks follow-up)

Final Analysis

Cohorts B & C
Stage 2

N=29 patients/cohort

(each patient has the potential for 
at least 24 weeks follow-up)

Ref. BGBC008 / NCT03184571 – clinical trial collaboration with Merck & Co., Inc.

Bemcentinib + KEYTRUDA in refractory NSCLC
Phase II Study Design
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Cohort A Patient Disposition and Demographics*

Patient demographics N (%)

Age
Median 65

Range 39-82

ECOG at 
screen

0 22 (44%)

1 28 (56%)

Sex Female 20 (40%)

Smoking 
Status

Smoker 10 (20%)

Ex-smoker 29 (58%)

Never smoked 10 (20%)

Unknown 1 (2%)

cAXL status
n = 30

PD-L1 status
n = 37 

AXL 

Negative

AXL 

Positive

5% 42%

Strong Positive

(TPS ≥50%)

Positive

(TPS 1-49%)

Negative

(TPS≤1%)

10%

55%

Strong Positive

(TPS ≥50%)

Negative

(TPS≤1%)

10%

55%

35%

50% 50%

Subset: 
(TPS 1-10%)

24%

35%

BiomarkerPatient disposition N 

Screened 74

Enrolled 50

Evaluable 44

Ongoing 9

Disease mutations N  (=50)

None 36 (72)

KRAS 7 (14)

TP53 2 (4)

EGFR 3 (6)

Other 4 (8)

The safety profile of combination treatment is
consistent with that of each individual drug

Treatment related adverse events were generally
mild and reversible

Treatment related adverse events were
considered to be less severe and better tolerated
than for other TKIs or CPI combinations used in
NSCLC

Safety Summary

Most frequent TRAEs (>10% dosed pts)

Event Terms All Grades Grade≥3
n % n %

Transaminase increased* 19 38 % 7 14%

Asthenia / Fatigue 15 30 % 4 8%
Diarrhoea 12 24 % 0 0%
Nausea 7 14 % 0 0%
Anaemia 6 12 % 1 2%

Blood creatinine increased 6 12 % 0 0%

Decreased appetite 6 12 % 0 0%

Pruritus 5 10 % 0 0%

*Data cutoff (30 Sep 2019)



20

Composite AXL tumor-immune Score (cAXL)
A proprietary diagnostic algorithm using IHC scoring AXL on tumor cells but also on immune cells

ESMO 2019: AXL IHC staining

Patient A: RESPONDER
- AXL stained +ve on tumor cells
- 61% tumor shrinkage 

Patient B: RESPONDER
- AXL stained -ve on tumor cells
- 59% tumor shrinkage

WHY?

Ø We see AXL +ve staining on lung macrophages 
(immune suppressive cells)

Ø When we inhibit AXL with bemcentinib we stop 
the macrophages suppressing immune mediate 
cancer death

cAXL score captures AXL on tumor cells and immune cells to identify NSCLC patients 
that respond / benefit from bemcentinib + Keytruda
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Anti-tumor activity of bemcentinib in combination with pembrolizumab: 
Change in tumour size from baseline by RECIST 1.1

Primary endpoint met: ORR 33% in cAXL +ve, 5X > cAXL-ve. Disease Control Rate (DCR) 73%
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Anti-tumor activity of bemcentinib in combination with pembrolizumab: 
Change in sum of target lesions over time, by patient
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Significant mPFS improvement in cAXL +ve patients

ü 3-fold improvement in cAXL +ve vs. cAXL –ve patients.
ü 4-fold improvement in what might be expected in the same patient population with Keytruda monotherapy
Source: KN001; Garon et al NEJM 2015; KN-010 Herbst et al, Lancet 2016



24

−80 −60 −40 −20 0 20 40

−6
0

−4
0

−2
0

0
20

40
60

80

PC2: 25.5% variance

PC
5:

 1
0.

08
%

 v
ar

ia
nc

e

−80 −60 −40 −20 0 20 40

−6
0

−4
0

−2
0

0
20

40
60

80

−80 −60 −40 −20 0 20 40

−6
0

−4
0

−2
0

0
20

40
60

80

−80 −60 −40 −20 0 20 40

−6
0

−4
0

−2
0

0
20

40
60

80

State

R

SD*

SD

NR

PD

NA

confidence ellipse for group R
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• Blinded (unbiased) clustering of patients based
on RNAseq analysis (>16,000 genes) of
pretreatment biopsy

• All 15 patients for whom sufficient biopsy
material was available

• 2 Responders, 6 Stable Disease, 4 Progressive
disease, 3 Not Evaluable

• Separates patients into clinical benefit and
progressive disease groups

Unsupervised Principal Component Analysis

Axl mRNA expression

above/below median

Confirmation of predictive power of cAXL score
Clinical benefit from bemcentinib-pembrolizumab correlates with AXL expression
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Finance Report
Rune Skeie - CFO
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Key financial figures Q3 2019

http://www.bergenbio.com/investors/reports/quarterly-reports/

The provisions for social security tax on share options was reduced by -0.1 million (YTD 2019 
-4.3 million) in the operating expenses, this has no cash effect.

Q4

2017

Q1

2018

Q2

2018

Q3

2018
Q4

2018

• Well managed overhead costs

• 80% of operating expenses YTD 2019 (YTD 
2018: 72.26%) attributable to Research & 
Development activities.

(NOK million) Q3 2019 Q3 2018 YTD 2019 YTD 2018 FY 2018
Operating revenues 0 0 8,7 0 2,3 

Operating expenses 47,5 38,1 154,0 143,6 196,9 

Operating profit (-loss) -47,5 -38,1 -145,3 -143,6 -194,5 

Profit (-loss) after tax -44,6 -37,7 -141,7 -140,7 -191,7 

Basic and diluted earnings (loss) per share
(NOK) -0,73 -0,69 -2,57 -2,66 -3,60 

Net cash flow in the period -34,9 -43,1 -70,9 27,8 -9,9

Cash position end of period 289,5 398,2 289,5 398,2 360,4 

-38,1 

-50,9 
-45,8 

-52,0 
-47,5 

 (60)

 (50)

 (40)

 (30)

 (20)

 (10)

 -
Q3 2018 Q4 2018 Q1 2019 Q2 2019 Q3 2019

Operating profit (-loss) million NOK

79.18%

20.82%

Operating expenses YTD 2019
(YTD 2018) 

R&D Administration

(72.26%)

(27.74%)
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Cash flow and cash position

• Deviation between operating loss and cash 
flow in Q3’19 mainly due to cash in-flow 
from grants in Q3’19 of NOK 14.7 million.

• Private placement Q2 ‘19 strengthened cash 
position - gross funds raised NOK 74 million 
(USD 9 million)

• Quarterly cash burn average (Q318 – Q319)  
NOK 46.6 million (USD 5.4 million)

• Cash position Q3 2019 NOK 289.5 million 
(USD 31.9 million) – ca. 5 quarters of cash 
burn

Q3 2018 Q4 2018 Q1 2019 Q2 2019 Q3 2019

-43,1 
-37,8 

-53,7 

17,7 

-34,9 

 (60)

 (50)

 (40)

 (30)

 (20)

 (10)

 -

 10

 20

 30

Cash flow (million NOK)

398,2 360,4 306,7 324,4 289,5 
 -

 50

 100

 150

 200

 250

 300

 350

 400

 450

Q3 2018 Q4 2018 Q1 2019 Q2 2019 Q3 2019

Cash position (million NOK)
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Analyst coverage

H.C. Wainwright & Co

Joseph Pantginis

Telephone: +1 646 975 6968
E-mail: jpantginis@hcwresearch.com

ABG Sundal Collier

Viktor Sundberg

Telephone: +46 8 566 286 41
E-mail: viktor.sundberg@abgsc.se

Arctic Securities

Pål Falck

Telephone:+47 229 37 229
E-mail: pal.falck@arctic.com

Jones Trading

Soumit Roy

Telephone: +1 646 454 2714
E-mail: sroy@jonestrading.com

DNB Markets

Patrik Ling

Telephone: +46 8 473 48 43
E-mail: patrik.ling@dnb.se

Trinity Delta

Mick Cooper, PhD

Telephone: +44 20 3637 5042
mcooper@trinitydelta.org

Link to reports from Trinity Delta: 
https://www.bergenbio.com/investors/analyst-coverage/

Sponsored research:

http://trinitydelta.org
https://www.bergenbio.com/investors/analyst-coverage/
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Q3 Summary & 
Near term goals and milestones
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Q3 was a period of significant progress for BerGenBio

Proprietary composite AXL Immune Score identified patients that have shown very durable response and significantly prolonged median Progression Free Survival 

Met primary and secondary end points in NSCLC Phase II clinical trial in previously treated patients post chemotherapy (cohort A)

FDA granted Fast Track Designations for 2L Acute Myeloid Leukaemia (AML)

High impact oral presentation of 2L NSCLC clinical data at SITC

Phase Ib/II interim clinical data with bemcentinib in combination with pembrolizumab or BRAF/MEK inhibitors in 1L Melanoma confirmed these combinations 
are well tolerated by patients, presented at ESMO

Proprietary gene signature selected 2L NSCLC patients that report durable benefit and is independent of PD-L1

Cash and Cash equivalents at end of Q3 2019 NOK289.5m. Operating loss of NOK 47.5 million in Q3 2019 (NOK 38.1 in Q3 2018) 
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Expected Newsflow
2019

ASCO-SITC: Clinical Immuno-Oncology symposium, San Francisco
ASCO: American Society of Clinical Oncology, Chicago

WCLC: World Conference of Lung Cancer, Toronto
ESMO: European Society of Medical Oncology, Munich
AACR: American Association for Cancer Research, Chicago

EHA: European Hematology Association, Stockholm
SITC: Society for Immunotherapy of Cancer, DC

ASH: American Society for Hematology, San Diego

MAY JUN JUL AUG SEP OCT NOV DEC

NSCLC 
Bem + KEYTRUDA

AML
Bem + LDAC

ASCO

2019

EHA
AML

Bem + LDAC

NSCLC
Bem + KEYTRUDA

WCLC

ESMO
NSCLC

Bem + KEYTRUDA
+

ILS

NSCLC
Bem + KEYTRUDA

SITC

2020

ASH
AML

Bem + LDAC
update
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Business Priorities to secure shareholder value

• Complete enrollment of bemcentinib + LDAC expansion cohort in 2L AML study to inform pivotal study design 

• Advance clinical development of bemcentinib + Keytruda cohorts in 2L NSCLC 

• Seek Scientific Advice from FDA and EMA

• Progress Ph Ib clinical development of Tilvestamab (BGB149) to confirm safety and determine Ph II dose.

• Develop proprietary diagnostics and biomarkers for prospective biomarker directed clinical trials

• Pursue partnership and license opportunities to enhance shareholder value

• Develop organization to meet demands of late stage development

• Diligent management of cash and quality systems
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Company goals and outlook

IIT: Investigator initiated Trials

Strategic priority Goals

Late stage clinical trials with bemcentinib H2 2018
H2 2018
H1 2019
H1 2020
H1 2020
H1 2021

Clinical PoC monotherapy AML
Clinical PoC combo in NSCLC 
Clinical PoC combo in AML
Expanded POC in 2L AML & 2L NSCLC
Start late stage clinical programme
Interim read-out late stage clinical programme

✓
✓
✓

Develop Companion Diagnostics H2 2018
H2 2020
H2 2021

Identify biomarkers that correlate with efficacy
Validate biomarkers in late stage clinical trials
Clinical assay developed

✓

BGB149 anti-AXL antibody programme H2 2018
H1 2020
H1 2021

Initiate first-in-man Ph I trial
Initiate first-in-patient Ph Ib trial
Interim readout

✓

Maximise value for bemcentinib H1 2019 Initiate pipeline opportunities for bemcentinib via IITs ✓
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Questions


