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Introduction

Identification of “agnostic” genetic drivers in cancer is forseen as a major step forward
in precision medicine. Unfortunately, “off label” use of targeted therapies is not widely
available and many oncogenic alteration do not present the same behaviour accross all
tumor types. We aimed to analyze the real impact on patients management of the
implementation of a systematic screening of genetic alterations in centers of the
Spanish

Group for Rare Cancer (GETHI).

Methods

We designed an observational, prospective and multicenter study to molecularly
characterize any adult patient with advanced cancer. Clinical data regarding treatment
administered and outcome, were collected from patiens identifies as harboring
drugable alterations.

Genes analyzed in Archer Fusion Plex Solid Tumor Panel

AKT3 ARHGAP26 | ALK AXL BRD3 PRKCA
BRAF BRD4 EGFR ERG ESR1 ROS1
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Results

Hospitals involved in the study. 341 samples collected from 26 National Hospitals (36
MDs) distributed all over the country
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Epidemiology. Tumor types and number of cases.
TYPE OF TUMOR {number of cases)
OVARY 52 RECTUM/SIGMA ADENOCARC ] LYMPHOMA/LEUKEMIA/MYELOMA 3
GLIOBLASTOMA 45 GLIOMA 6 TESTIS 2
LUNG 27 OLOGODENDROGLIOMA 6 BRAIN 2
PROSTATE 18 SALIVARY GLAND 6 MEDULOBLASTOMA 2
RENAL 17 GATRIC CANCER 6 NEUROBLASTOMA 2
BREAST 13 CHOLANGIOCARCINOMA 5] PHARYNX 2
BLADDER 13 THYME b GALLBLADDER 2
COLON 10 MESOTELIOMA 5 LARYNY 2
UNMKOWN ORIGIN ] SARCOMA 5 VAGINA 1
MELANOMA 8 BOME 4 PENIS 1
PAMCREATIC CANCER 7 CERVIX 3 PARAGANGLIOMA 1
ENDOMETRIUM T LIVER 3 ESOPHAGLUS 1
ASTROCITOMA T THYROID CANCER 3 ANYGDALA ADENOCARC 1
HEAD AND NECK 1 PITUITATY GLAND 1 PARATID GLAND TUMOR 1
Figure 3: Molecular findings
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Clinical information about disease
status confirmed partial responses
in EGFR, BRAF and ALK mutated
patients.
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AGE FEMALE 52%

<18 1% MALE 48%

19-40 11%

2165 o TISSUE SAMPLE
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Breast Cancer; 3""'U”mww“‘ 3%, Gynecologyca
4% tumors: 18

Pro stato; 5%

Conclusions

Though only few cases harboring druggable alterations got specific treatment, 50%
achieved a meaningful benefit. A wide access to molecular screening and targeted
drugs could improve the outcome of cancer patients.



