TRK Fusion Cancer
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Some cancers are caused by specific changes in genes. Genes carry instructions
for proteins in cells. An abnormal change to the genes can lead to an alteration of the
proteins. As a result, these altered proteins may drive the growth and spread of tumors.
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TRK fusion cancer occurs across
a broad range of tumor types
with varying prevalence and in
both adult and pediatric patients.
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// Only specific tests can detect TRK fusion cancer.'?

// Next-generation sequencing (NGS) can identify

y TRK fusion cancer by recognizing the presence of
TeSZ-/ng an NTRK gene fusion.™ 1

// Immunohistochemistry (IHC) uses antibodies to
detect the presence of proteins, in this case, TRK
proteins, in a given sample?

// Fluorescence in situ hybridization (FISH) is a
laboratory technique used to look at specific pieces
of the DNA binding to fluorescent probes, lighting
up when viewed under a microscope.?

For more information visit:
trkcancer.com
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