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Background S Wethods

Patients

All consecutive GBM IDH wildtype (wt) patients treated with standard therapy at
Rigshospitalet (year 2016-21) were included.

Genomic cohort

Genomic tumor profiling (WES or WGS) was conducted in consenting patients.

Definition of distant progression

A new tumor lesion located more than 2 cm from the primary tumor.

Candidate biomarkers

AIM Pathogenic or likely-pathogenic variants were grouped in i) gene alterations present in >5%

Identify targeta ble genetic variants associated of samples, and ii) the presence of alterations in four commonly altered signaling pathways.
Statistics

with distant progression Cox regression analysis was used to model the association with time to distant progression.

Migratory growth is a hallmark of glioblastoma (GBM) and is a
major factor in therapeutic failure.

Hypothesis: Genetic variants that predict distant progression
(migratory growth) represent key treatment targets.
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Time from first progression (months) « NF1 alteration serves as a potential target for personalized therapy.

Figure 1. Kaplan-Meier plot of post-progression survival for
patients with distant vs. local progression. Correspondence: Thomas.Urup@regionh.dk
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