Actionable targets by tumor genomic profiling in patients with cholangiocarcinoma
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targeted therapy based on their unique tumor profile.
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Table 1. Actionable genetic alterations in CCA

Literature review cBioPortal I The cBioPortal database was queried for the 20 targeted genes (Figure 2):

. — 305 patients with CCA; median age at diagnosis 59 years (29-86 years);
Target gene e o 49.3% male/48.7% fernale (2% NA); Stage IV 48.8%; 72.3% ICCA, 14.2% Clinical relevance:
eCCA, 1.5% pCCA, 11.9% CCA NOS.
M The most prevalent alterations included FGFR2 fusions (7.8%) and IDH1

Fusions/rearrangements Given the totality of the evidence, actionable genetic alterations are

FGFR2 Kinase 8-14 78 mutations (21%), as shown in Table 1. Only a small proportion of patients present in at least 45% of patients with CCA.
ROS?2 Kinase < - (0-5‘1.-3%). were classified as MSI-high. . Further integration of genomic profiling into the CCA treatment plan
- I Mutations in ARIDTA (20%), BAP (17%), and KRAS (13%) may allow patients to is warranted to ensure full access to targeted therapy and clinical
Mutations meet eligibility criteria for ongoing clinical trials of targeted therapies (Table 2). trials for patients.
FGFR? - 1= 16 M cBioPortal analysis indicates that 73% of patients have at least one of the selected
’ genetic alterations, and ~45% patients have at least one ‘actionable’ alteration.
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