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ABSTRACT

Background and purpose: Lung cancer is the third most common malignancy in Iceland and remains the
leading cause of cancer-related mortality. Lung cancer may harbor driver mutations affecting the function
of Epidermal growth factor receptor (EGFR), Anaplastic lymphoma kinase (ALK), ROS proto-oncogene 1 (ROS1),
B-raf proto-oncogene (BRAF), RET proto-oncogene (RET), MET proto-oncogene (MET), and NTRK, which can
influence the selection of targeted therapies and treatment outcomes. In Iceland, EGFR testing was initi-
ated in 2005, and in 2016, multigene targeted panel became standard for tumor testing. The objective was
to determine the uptake of testing and frequency of targeted mutations in lung cancer nationwide, the
utilization of targeted therapies, and duration of such treatments.

Patients/material and methods: Data on lung cancer diagnoses and stage at diagnosis were obtained
from the Icelandic Cancer Registry, and molecular testing results were retrieved from the Department of
Pathology at Landspitali University Hospital. Treatment data and outcomes were obtained from a central
prescription/death registry and chart reviews.

Results: From 2010 to 2023, 2,528 patients were diagnosed with lung cancer, and 25% underwent
molecular tumor testing, with 90% of stage IV adenocarcinomas tested in 2023. During comprehensive
molecular testing in 2016-2023, targeted mutations were detected in 19.3% of tested patients: EGFR
9.9%, BRAF 2.3%, MET 2.7%, HER2 1.2%, ALK 2.7%, ROS1 0.6%, and RET 0.2%. Among patients found to have
targeted mutations (2010-2023), 61.2% received targeted therapy; 33.8% remained on therapy for >12
months, and 13.5% for > 24 months.

Interpretation: The use of molecular testing has increased significantly in the last 20 years, and the
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adaptation of new targeted therapies has been rapid.

Introduction/Background

Lung cancer remains the leading cause of cancer-related death
worldwide and in Iceland [1]. Although the incidence of lung
cancer has declined in recent decades due to reduced smoking
rates, it continues to represent a major public health burden. In
Iceland, lung cancer is the second most common cancer among
females and the fourth most common among males, with an
average age at diagnosis of 68 years. Smoking rates have
decreased significantly in Iceland in the last 30-40 years; in
1991, 31.2% of people in Iceland aged 18-89 smoked daily,
compared to 5.7% in 2023 [2, 3].

Over the past two decades, major advances in the molecular
understanding of non-small cell lung cancer (NSCLC) have led to
the introduction of targeted therapies directed against specific
driver mutations such as EGFR, B-raf proto-oncogene (BRAF),
erb-b2 receptor tyrosine kinase (HER2), KRAS, MET proto-oncogene.
(MET), and RET proto-oncogene. (RET) [4]. Adenocarcinomas can

harbor oncogenic driver mutations that are more commonly
seen in females and nonsmokers, whereas squamous cell
carcinomas are more strongly associated with smoking and have
fewer targetable mutations [5]. EGFR inhibitors were the first
targeted therapy, introduced in the early 2000s [6].

At Landspitali University Hospital, molecular testing of lung
cancer samples was first implemented in 2005 using Sanger
sequencing on selected EGFR exons (see Supplementary Figure
1).1n 2014, this method was replaced by Quantitative Polymerase
Chain Reaction (qPCR), and by 2016, the TruSight Tumor 15
panel enabled the detection of mutations in 15 cancer-related
genes, including EGFR, BRAF, HER2, KRAS, MET, PIK3CA, and RET
[7]. Staining for ALK and ROS1 was also implemented in 2016.
The TruSight Oncology 500 panel was introduced in 2019,
detecting mutations in 523 genes, as well as assessment of
microsatellite instability and tumor mutational burden [8]. In
2021, the Archer LungFusionPlex panel was implemented to
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2528 lung cancer diagnoses per
the Icelandic Cancer Registry

l

636 patients underwent molecular
testing

l

121 patients with a targeted
tumor mutation

l

74 received targeted therapy

1421 lung cancer diagnoses per the
Icelandic Cancer Registry

l

483 patients underwent molecular
testing

|

93 patients with a targeted
tumor mutation

l

49 received targeted therapy

Figure 1. Flowchart for patient selection. Left panel showing testing in 2010-2023, EGFR testing (2010-2023) and multigene panel sequencing (2016~
2023). Right panel showing testing in 2016-2023 when multigene panel sequencing was performed.

identify gene fusions across 14 genes [9], and if ALK or ROS1
staining was positive, the samples underwent FISH testing.
Since 2023, the VariantPlex Expanded Solid Tumor panel has
been used, identifying a wide range of genomic alterations
across 76 genes [10].

This rapid evolution of molecular tests has been a key
driver of therapeutic advances in NSCLC, improving outcomes
not only for patients with advanced-stage disease but also for
those with limited-stage tumors [4]. Molecular testing has
therefore become an essential part of NSCLC management,
guiding treatment decisions and improving survival. The
implementation and evolution of molecular testing and targeted
therapy in NSCLC in Iceland have not been described before, and
it is important to have high coverage of molecular testing for
patients. EGFR testing has now been performed for two decades
and multigene panel testing for almost a decade, and as all
testingis centralized, real-world data analysis are easily accessible.

The aim of this study was to determine the frequency of
targeted driver mutations and gene rearrangements in lung
adenocarcinoma samples in Iceland from 2010 to 2023, to assess
the proportion of patients who received targeted therapy, and
to evaluate the duration of these treatments.

Patients/materials and methods

This was a retrospective, population-based cohort study with
approval from the central institutional review board (VSN 22-016).
All patients diagnosed with NSCLC in Iceland between January 1,
2010and December 31,2023 were identified through the Icelandic
Cancer Registry, which contains comprehensive data on all cancer
diagnoses with >99% accuracy [11]. Information on disease stage
at diagnosis was available for cases diagnosed from 2019 to 2023.

Results of molecular testing performed between 2010 and
2023 were retrieved from the Department of Pathology, Landspitali
University Hospital, where all molecular analyses for lung cancer
in Iceland are centralized (see Figure 1). EGFR mutation results
were available for the whole period, and from 2016, multiple

genes were analyzed for mutations after implementation of
multigene next-generation sequencing (NGS) panels; in 2016,
the TruSight Tumor 15 (TST15) panel was implemented; in 2019,
the TruSight Oncology 500 (TSO500, lllumina, implemented
for clinical samples in collaboration with deCODE genetics); in
2021, the ArcherFUSIONPlexLung (IDT); and in 2023, the
ArcherVARIANTPlexExpanded Solid Tumor (IDT). With these,
mutational testing expanded to include additional actionable
genes such as BRAF, HER2, KRAS, MET, RET, ROST, and NTRK. For
this period (2016-2023), the prevalence of various driver
mutations was analyzed, including the distribution of KRAS
subtypes. The ratio of lung cancer samples that underwent
molecular testing each year was analyzed for three groups: all
lung cancer cases, adenocarcinoma cases, and stage IV
adenocarcinoma cases from 2019 to 2023.

Prescription data on targeted therapies were obtained from
the Prescription Medicines Registry, while the cause of death was
retrieved from the Causes of Death Registry. Medical records
from Landspitali (where 80-90% of patients are treated), as well
as Sjukrahusid, Akureyri and Heilbrigdisstofnun Sudurlands
hospitals, were reviewed to determine the initiation and duration
of targeted therapy.

The primary endpoint was the frequency of actionable driver
mutations or gene rearrangements in NSCLC in Iceland.
Secondary endpoints included the proportion of patients with a
targetable mutation who received targeted therapy and the
proportion of treated patients who remained on targeted
therapy for > 1 and > 2 years. Statistical analyses were performed
using R software (version 4.3.2; R Foundation for Statistical
Computing, Vienna, Austria). The software was used for data
management, descriptive statistics, and graphical visualization.

Results
Molecular testing

Of 2,528 patients diagnosed with lung cancer in 2010-2023, 636
(25.2%) underwent molecular testing. Patient characteristics are
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Table 1. Patient characteristics in the overall group and comparing patients who underwent molecular tumor testing versus those who did not.

Tested Not tested All
n =636 (25%) n=1,892 (75%) n=2,528

Age, mean (SD), years 68 (+9.8) 71 (£10.6) 70 (£10.4)
Sex

Females 375 (59%) 999 (53%) 1,374 (54.4%)

Males 261 (41%) 893 (47%) 1,154 (45.6%)
Histology

Adenocarcinoma 516 (81%) 579 (30.6%) 1,095 (43.3%)

Squamous cell carcinoma 21 (3.3%) 381 (20.1%) 402 (15.9%)

Small cell carcinoma 2 (0.3%) 323 (17.1%) 325 (12.9%)

Other histologies 97 (15.3%) 609 (32.2%) 706 (27.9%)
Diagnosed in

2010-2014 117 (18.4%) 789 (41.7%) 906 (35.8%)

2015-2019 198 (31.1%) 689 (36.4%) 887 (35.1%)

2020-2023 321 (50.5%) 414 (21.9%) 735 (29.1%)

SD: standard deviation.

shown inTable 1.The ratio of all lung cancer samples that under-
went molecular testing rose from 5.8% in 2010 to 59% in 2023.
The ratio of lung adenocarcinoma samples that underwent
molecular testing was 13.9% in 2010, 50.7% in 2017, and 83.8%
in 2023. Among those diagnosed with stage IV lung adenocarci-
noma, 41.2% of lung samples underwent molecular testing in
2019, and in 2023, it had reached up to 89.8% (see Figure 2).

Targeted mutations and therapy

During the study period, the frequency of EGFR mutations
among lung samples that underwent molecular testing was
11.8% (75/636). The distribution of EGFR mutations can be seen
in Supplementary Figure 2, with almost half carrying exon 19
deletions. From 2016 to 2023, samples from 483 patients under-
went molecular testing, and among those, 19.3% (93/483) had a
targetable mutation, where EGFR mutations had the highest fre-
quency by far. In KRAS, a driver gene frequently mutated in lung
cancer and an emerging drug target, the most common muta-
tion was G12Cys. The distribution of mutations in KRAS can be
seen in Supplementary Figure 2. KRAS targeted therapy is not
yet standard of care in Iceland.

Overall, there were 121 patient samples that were found to
have a targetable mutation during the whole study period,
2010-2023 (see Table 2). Among those, 57% (69/121) had EGFR
mutations, 14% (17/121) had ALK translocation, 2.5% (3/121) had
ROS1 translocation, 9.9% (12/121) had BRAF V600E mutation,
5.8% (7/121) had HER2 mutation, 0.8% (1/121) had RET mutation,
and 11.6% (14/121) had MET translocation. No NTRK fusions were
found. Among those 121 patients, 61.2% (74/121) were treated
with targeted therapy; all treated patients had advanced disease.

Targeted therapy uptake varied among different molecular
alterations; among patients with EGFR-positive tumor, 69.6%
(48/69) received targeted therapy, while 82.4% (14/17) of those
with ALK translocation received therapy. These were followed by
33.3% (1/3) with ROST translocation, 33.3% (4/12) with BRAF
V600E mutation, and 42.9% (3/7) with HER2 mutations. The only
patient harboring a RET translocation received targeted therapy,

and 21.4% (3/14) with translocation in the MET gene received
targeted therapy. The reason that the remaining 32% did not
receive targeted therapy was attributed to several factors, such
as localized disease at diagnosis, selection of alternative therapy,
unavailability of targeted therapy at the time, or death. Among
patients who received targeted therapy, 33.8% (25/74)
continued therapy for at least 1 year and 13.5% (10/74) for at
least 2 years (see Figure 3).The reasons for treatment termination
were disease progression, adverse events, or death.

Specifically for the last 5 years of the study period 2019-2023,
where data on tumor staging are available, 200 patients were
diagnosed with stage IV lung adenocarcinoma in Iceland. The
proportion of patients who underwent molecular testing was
71% (142/200), 24.6% (35/142) had targetable mutations, and of
those, 74.3% (26/35) received targeted therapy. Nine patients
did not receive targeted therapy as they went on palliative
therapy (n = 5), targeted therapy was not available (n = 2), they
refused therapy (n = 1), or they had not progressed on current
therapy (n = 1). Among patients harboring EGFR mutation,
88.9% (16/18) received targeted therapy, 75% (3/4) with ALK
translocation, 0% (0/1) with ROST translocation, 100% (2/2) with
BRAF V600E mutation, 60% (3/5) with HER2 mutation, 25% (1/4)
with MET translocation, and 100% (1/1) with RET mutation.

Discussion and conclusions

In this study, we show that molecular testing on lung cancer
samples has increased dramatically over the past 15 years. In the
last 5 years, where data are available specifically for stage IV can-
cers, 90% underwent molecular testing while the clinical objec-
tive is to offer comprehensive molecular analysis for all patients
diagnosed with lung adenocarcinoma in Iceland. As driver
mutations and gene rearrangements in certain genes can influ-
ence treatment choices in advanced lung adenocarcinoma, it is
crucial that molecular testing is offered to all patients.

Targeted EGFR mutational analysis was first recommended in
US guidelines in 2010 and in European guidelines in 2011 for
never/former light smokers and tumor with non-squamous
histology [12]. In 2013, an evidence-based guideline was
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Figure 2. Proportion with molecular testing results examining all adenocarcinoma of the lung (n = 1,229) in 2010-2023 (upper panel) and stage IV adeno-

carcinoma of the lung (n = 200) in 2019-2023 (lower panel).

published by the College of American Pathologists, the
International Association for the Study of Lung Cancer, and the
Association for Molecular Pathology recommending EGFR and
ALK testing in all advanced NSCLC with an adenocarcinoma
component [13]. The guidelines were updated in 2018 to include
ROST and HER2, MET, BRAF, KRAS, and RET testing in laboratories
with NGS capabilities [14]. Clinical molecular testing practice in
Iceland has followed and at times preceded clinical guideline
recommendations.

This rapid increase in molecular testing of lung samples
parallels the advancement of targeted therapy development.
The driver gene most commonly mutated is EGFR, with around
12% of patients testing positive, which is similar to numbers from

European cohorts [15]. About half of patients carry an exon 19
deletion. EGFR inhibitors were first approved for treatment of
advanced disease around 2004-2005 [16, 17]. Osimertinib was
approved as adjuvant therapy for limited disease in Europe in
2021 [18], and as a result, it is important to test all NSCLC cases
upfront, and testing of all NSCLC adenocarcinoma cases was
implemented in Iceland in year 2021. The proportion of stage IV
lung adenocarcinoma samples undergoing molecular testing in
Iceland between 2019 and 2023 was similar to that reported in a
comparable study from the United States, where 81% of patients
with metastatic NSCLC underwent EGFR testing [15] and higher
than in a Norwegian study where >64% underwent testing in
2017 [19].

Table 2. Proportion of patients with targeted mutations in 2010-2023 receiving targeted therapy.

EGFR ALK ROS1 BRAF HER2 RET MET Total
Targeted mutation 69/636 (10.8%) 17/636 (2.7%)  3/636 (0.9%) 12/636(1.9%) 7/636(1.1%) 1/636(0.16%) 14/636 (2.2%) 121/636 (19%)
Targeted therapy 48/69 (69.6%) 14/17 (82.4%) 1/3 (33.3%) 4/12 (33.3%) 3/7 (42.9%) 1(100%) 3/14(21.4%) 74/121(61.2%)

EGFR: epidermal growth factor receptor; ALK: Anaplastic lymphoma kinase; ROS1: ROS proto-oncogene 1; BRAF: B-raf proto-oncogene; HER2: erb-b2
receptor tyrosine kinase; RET: RET proto-oncogene; MET: MET proto-oncogene.
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Figure 3. Duration of treatment in months for patients who received targeted therapy 2010-2023 (n = 74).

In the last decade, several other targetable gene mutations
and gene rearrangements have been identified. ALK/ROS1
inhibitors were approved for advanced disease driven by ALK in
the early 2010s [20] and ROST rearrangements around 2016 [21].
Before 2016, testing of targetable mutations was restricted to
the EGFR gene, and in 2016, 29.5% of lung adenocarcinoma
samples, regardless of stage, underwent molecular testing. In
the same year, the TST15 sequencing panel was introduced,
which detects mutations in 15 genes, including EGFR, KRAS,
BRAF, and HER2. In 2017, the proportion of samples submitted
to sequencing analysis had gone up to 50.7%, and in 2023,
83.8% of lung adenocarcinoma samples underwent molecular
testing. In the last 3-5 years, treatments for BRAF-driven, HER2-
driven, RET, and MET-driven NSCLC have all been approved and
adopted, further expanding the armamentarium for this cancer.
During the study period, the ratio of patients receiving targeted
therapies with targeted mutations has increased. Of the 49
patients diagnosed with stage IV lung adenocarcinoma in 2023,
89.8% (44/49) underwent molecular testing, 18.2% (8/44) had a
targeted mutation, and of those, 75% (6/8) received targeted
therapy. This is a significant increase compared to 2019, when 34
patients were diagnosed with stage IV lung adenocarcinoma,
41.2% (14/34) underwent molecular testing, 35.7% (5/14) had a
targetable mutation, and 100% (5/5) received targeted therapy.
A study from Norway found that >85% of patients with EGFR
mutations went on targeted therapy in 2010-2017, exhibiting a
higher proportion treated [19]. In 2023, patients with stage I-IV

lung adenocarcinoma were 99 in Iceland, and 83.8% (83/99)
underwent molecular testing. Furthermore in our study, 34% of
patients remained on therapy at 1 year [23], which is lower than
in the FLAURA first-line trial studying EGFR inhibitors, where
70% remained on osimertinib and 47% remained on a
comparator EGFR inhibitor at 1 year. Our study looked at
multiple targeted therapies, and therefore, a direct comparison
is not possible, but it is not surprising that real-world data show
inferior efficacy in comparison with clinical trial data.

Ongoing research continues, and the number of potential
therapeutic agents is likely to increase in the future. KRAS G12C
inhibitors have been approved in the US, and sotorasib received
conditional authorization by the EMA, but overall survival
benefit is not yet clear [22], and this treatment has not been
adopted in the Nordic countries.

The main strength of this study is that this is a population-
based study based on comprehensive data from a nationwide
cohort. Since molecular analyses are only performed centrally at
Landspitali, it is unlikely that any tests performed on patients
diagnosed in Iceland were missed. As targeted therapies are
given orally, data from the prescription drug registry can easily
be accessed and covers the whole country, including treatments
prescribed in smaller hospitals.

The main weakness of the study is that there was no
comprehensive staging information for the entire study period,
and therefore we can only report on stage IV patients for the
2019-2023 period, which are the patients where molecular
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testing is critical and targeted therapy appropriately applied.
Also, we did not have information on whether targeted therapy
was given in the first line or subsequent lines of therapy, and we
do not have information on the administration of cytotoxic
therapy orimmune checkpoint inhibitor therapy.

Targeted drugs were in continuous development during the
study period, and new drugs became available for new targets
during the period. Therefore, the treatment options are not the
same each year of the study. This affected the proportion of
those with a targeted mutation who received targeted therapy.
Diagnostic technology also changed during the period, initially
testing for single gene mutations and then moving to multigene
panels. Similar developments occurred in other countries as
molecular testing advanced. There are also certain limitations
associated with retrospective studies as they are based on past
events and older data that were not originally collected for
research purposes.

In summary, we conclude that the central testing structure in
Iceland has led to high NSCLC testing rates, and adaptation of
new targeted therapies has been rapid.

Acknowledgements

NPCM 2025 was financially supported by the Acta Oncologica
Foundation. We want to thank staff members at the Icelandic
Cancer Registry and the Department of Pathology, Landspitali
University Hospital for their assistance, and the Directorate of
Health for assistance with register data procurement.

Disclosure statements

The authors report there are no competing interests to declare.

Data availability statement

The de-identified data that support the findings of this study are
available on request from the corresponding author.

Ethics declarations & trial registry information

The Icelandic National Bioethics Committee (VSN22-016)

approved this study.

Author contributions

SH, RBB, and BH designed this study. ST, GVS, HB, TG, RBB, and
BH worked on data collection. ST, BH, and SH worked on data
analysis, and all authors worked on data interpretation. ST and
SH drafted the manuscript. All authors reviewed, edited, and
approved the final manuscript.

References

[1] Krabbameinsfélag [slands. Yfirlitstélfreedi — Heildartolfraedi allra
krabbameina. [Internet]. Reykjavik: Krabbameinsfélag I[slands;

[4]

[6]

[10]

[11]

[12]

[13]

[14]

[15]

[cited2025Nov24].Availablefrom:https://www.krabb.is/krabbamein/
tolfraedi/krabbamein-og-gaedaskraning/heildartolfraedi-meina
Hardardéttir H, Jonsson S, Gunnarsson O, Hilmarsdéttir B,
Asmundsson J, Gudmundsdaéttir |, et al. Advances in the diagnosis
and treatment of lung cancer. Icelandic Med J. 2022;108(1):17-29.
https://doi.org/10.17992/1b1.2022.01.671

Icelandic Government. Statistics on tobacco control. Reykjavik:
Government of Iceland; [cited 2025 Oct 18]. Available from: https://
island.is/tolfraedi-um-tobaksvarnir

Vestergaard HH, Christensen MR, Lassen UN. A systematic review
of targeted agents for non-small cell lung cancer. Acta Oncol.
2018;57(2):176-86. https://doi.org/10.1080/0284186X.2017.1404634
Tan AC, Tan DSW. Targeted therapies for lung cancer patients with
oncogenic driver molecular alterations. J Clin Oncol. 2022;40(6):611-
25. https://doi.org/10.1200/JC0O.21.01626

Koban MU, Hartmann M, Amexis G, Franco P, Huggins L, Shah |, et
al. Targeted therapies, novel antibodies, and immunotherapies in
advanced non-small-cell lung cancer: clinical evidence and drug
approval patterns. Clin Cancer Res. 2024;30(21):4822-33. https://doi.
org/10.1158/1078-0432.CCR-24-0741

Illumina. Multi-site analytical validation of TruSight® Tumor 15
(TST15): determining robustness and concordance. [Internet]. San
Diego, CA: Illumina; 2017 [cited 2025 Oct 18]. Available from: https://
www.illumina.com/content/dam/illumina-marketing/documents/
products/technotes/tst15-analytical-validations-whitepaper.pdf
Diels S. Comprehensive genomic profiling with TSO500 [Internet].
Montreal, QC: CellCarta; 2023 [cited 2025 Oct 18]. Available from:
https://cellcarta.com/science-hub/genomic-profiling-with-tso500/
Archer Dx. FusionPlex® Lung v2: targeted NGS panel for lung can-
cer research [Internet]. Boulder, CO: Archer Dx; 2023 [cited 2025
Oct 18]. Available from: https://www.dlongwood.com/catalogo/en/
fusionplex-lung-v2/

Integrated DNATechnologies. Archer™VARIANT Plex™ Expanded Solid
Tumor panel: targeted NGS panel for solid tumor research [Internet].
Coralville, IA: Integrated DNA Technologies; 2023 [cited 2025 Oct 18].
Availablefrom:https://www.idtdna.com/pages/products/next-gener-
ation-sequencing/archer-ngs-assay-solutions/solid-tumor-research/
archer-variantplex-expanded-solid-tumor-panel

Sigurdardottir LG, Jénasson JG, Stefansdottir S, Jonsdéttir A,
Olafsdéttir GH, Olafsdéttir EJ et al. Data quality at the Icelandic
Cancer Registry: comparability, validity, timeliness and complete-
ness. Acta Oncol. 2012;51(7):880-9. https://doi.org/10.3109/02841
86X.2012.698751.

Felip E, Gridelli C, Baas P, Rosell R, Stahel R; Panel Members. Metastatic
non-small-cell lung cancer: consensus on pathology and molecular
tests, first-line, second-line, and third-line therapy: 1st European
Society for Medical Oncology (ESMO) Consensus Conference in Lung
Cancer; Lugano 2010. Ann Oncol. 2011;22(7):1507-19. https://doi.
org/10.1093/annonc/mdr150

Lindeman NI, Cagle PT, Beasley MB, Chitale DA, Dacic S, Giaccone
G, et al. Molecular testing guideline for selection of lung cancer
patients for EGFR and ALK tyrosine kinase inhibitors: guideline from
the College of American Pathologists, International Association for
the Study of Lung Cancer, and Association for Molecular Pathology. J
Thorac Oncol. 2013;8(7):823-59. https://doi.org/10.1097/JT0.0b013
€318290868f

Lindeman NI, Cagle PT, Aisner DL, Arcila ME, Beasley MB, Bernicker
EH, et al. Updated molecular testing guideline for the selection of
lung cancer patients for treatment with targeted tyrosine kinase
inhibitors: guideline from the College of American Pathologists,
the International Association for the Study of Lung Cancer, and
the Association for Molecular Pathology. J Mol Diagn. 2018;20(2):
129-59. https://doi.org/10.1016/j.jmoldx.2017.11.004

Melosky B, Kambartel K, Hantschel M, Bennetts M, Nickens
DJ, Brinkmann J, et al. Worldwide prevalence of epider-
mal growth factor receptor mutations in non-small cell lung


https://www.krabb.is/krabbamein/tolfraedi/krabbamein-og-gaedaskraning/heildartolfraedi-meina�
https://www.krabb.is/krabbamein/tolfraedi/krabbamein-og-gaedaskraning/heildartolfraedi-meina�
https://doi.org/10.17992/lbl.2022.01.671�
https://island.is/tolfraedi-um-tobaksvarnir�
https://island.is/tolfraedi-um-tobaksvarnir�
https://doi.org/10.1080/0284186X.2017.1404634�
https://doi.org/10.1200/JCO.21.01626�
https://doi.org/10.1158/1078-0432.CCR-24-0741�
https://doi.org/10.1158/1078-0432.CCR-24-0741�
https://www.illumina.com/content/dam/illumina-marketing/documents/products/technotes/tst15-analytical-validations-whitepaper.pdf�
https://www.illumina.com/content/dam/illumina-marketing/documents/products/technotes/tst15-analytical-validations-whitepaper.pdf�
https://www.illumina.com/content/dam/illumina-marketing/documents/products/technotes/tst15-analytical-validations-whitepaper.pdf�
https://cellcarta.com/science-hub/genomic-profiling-with-tso500/�
https://www.dlongwood.com/catalogo/en/fusionplex-lung-v2/�
https://www.dlongwood.com/catalogo/en/fusionplex-lung-v2/�
https://www.idtdna.com/pages/products/next-generation-sequencing/archer-ngs-assay-solutions/solid-tumor-research/archer-variantplex-expanded-solid-tumor-panel�
https://www.idtdna.com/pages/products/next-generation-sequencing/archer-ngs-assay-solutions/solid-tumor-research/archer-variantplex-expanded-solid-tumor-panel�
https://www.idtdna.com/pages/products/next-generation-sequencing/archer-ngs-assay-solutions/solid-tumor-research/archer-variantplex-expanded-solid-tumor-panel�
https://doi.org/10.3109/0284186X.2012.698751�
https://doi.org/10.3109/0284186X.2012.698751�
https://doi.org/10.1093/annonc/mdr150�
https://doi.org/10.1093/annonc/mdr150�
https://doi.org/10.1097/JTO.0b013e318290868f�
https://doi.org/10.1097/JTO.0b013e318290868f�
https://doi.org/10.1016/j.jmoldx.2017.11.004�

[16]

[17]

[18]

[19]

cancer: a meta-analysis. Mol Diagn Ther. 2022;26(1):7-18. https://doi.
org/10.1007/540291-021-00563-1

Shepherd FA, Rodrigues Pereira J, Ciuleanu T, Tan EH, Hirsh V,
Thongprasert S, et al. Erlotinib in previously treated non-small-
cell lung cancer. N Engl J Med. 2005;353(2):123-32. https://doi.
org/10.1056/NEJM0a050753

Lynch TJ, Bell DW, Sordella R, Gurubhagavatula S, Okimoto RA,
Brannigan BW, et al. Activating mutations in the epidermal growth
factor receptor underlying responsiveness of non-small-cell lung
cancer to gefitinib. N Engl J Med. 2004;350(21):2129-39. https://doi.
org/10.1056/NEJM0a040938

Wu YL, Tsuboi M, He J, John T, Grohe C, Majem M, et al. Osimertinib
in resected EGFR-mutated non-small-cell lung cancer. N Engl J Med.
2020;383(18):1711-23. https://doi.org/10.1056/NEJM0a2027071
Helland A, Andersen KK, Myklebust TA, Johannesen TB, Aarge J,
Enerly E. EGFR-mutation testing and TKI treatment patterns in locally
advanced and metastatic NSCLC in Norway - a nationwide retro-
spective cohort study. Cancer Treat Res Commun. 2022;33:100636.
https://doi.org/10.1016/j.ctarc.2022.100636

[20]

[21]

[22]

[23]

ACTA ONCOLOGICA 267

Shaw AT, Kim DW, Nakagawa K, Seto T, Criné L, Ahn MJ, et al.
Crizotinib versus chemotherapy in advanced ALK-positive lung can-
cer. N Engl J Med. 2013;368(25):2385-94. https://doi.org/10.1056/
NEJMo0a1214886. Erratum in: N Engl J Med. 2015;373(16):1582.
https://doi.org/10.1056/NEJMx150036

Shaw AT, Riely GJ, Bang YJ, Kim DW, Camidge DR, Solomon BJ, et al.
Crizotinib in ROS1-rearranged advanced non-small-cell lung cancer
(NSCLC): updated results, including overall survival, from PROFILE
1001. Ann Oncol. 2019;30(7):1121-6. https://doi.org/10.1093/
annonc/mdz131

de Langen AJ, Johnson ML, Mazieres J, Dingemans AC, Mountzios
G, Pless M, et al. Sotorasib versus docetaxel for previously treated
non-small-cell lung cancer with KRAS®'> mutation: a randomised,
open-label, phase 3 trial. Lancet. 2023;401(10378):733-46. https://
doi.org/10.1016/50140-6736(23)00221-0

Ramalingam SS, Vansteenkiste J, Planchard D, Cho BC, Gray JE, Ohe
Y, et al; FLAURA Investigators. Overall survival with Osimertinib
in untreated, EGFR-mutated advanced NSCLC. N Engl J Med.
2020;382(1):41-50. https://doi.org/10.1056/NEJMoa1913662


https://doi.org/10.1007/s40291-021-00563-1�
https://doi.org/10.1007/s40291-021-00563-1�
https://doi.org/10.1056/NEJMoa050753�
https://doi.org/10.1056/NEJMoa050753�
https://doi.org/10.1056/NEJMoa040938�
https://doi.org/10.1056/NEJMoa040938�
https://doi.org/10.1056/NEJMoa2027071�
https://doi.org/10.1016/j.ctarc.2022.100636�
https://doi.org/10.1056/NEJMoa1214886�
https://doi.org/10.1056/NEJMoa1214886�
https://doi.org/10.1056/NEJMx150036�
https://doi.org/10.1093/annonc/mdz131�
https://doi.org/10.1093/annonc/mdz131�
https://doi.org/10.1016/S0140-6736(23)00221-0�
https://doi.org/10.1016/S0140-6736(23)00221-0�
https://doi.org/10.1056/NEJMoa1913662�

