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In South Africa, melanoma is the 4th most prevalent cancer in men,
and the 5th most prevalent cancer among women. Genetic testing
plays an integral part in the diagnosis, prognostication, and
management of melanoma.

Various testing options available at Ampath are summarised below,
as well as relevant biomarkers and their matched targeted therapies
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Biomarker ! Therapeutic Implications

BRAF V600E BRAF/MEK inhibitors (e.g. dabrafenib-trametinib)

BRAF non V600E Mutations in codons near V400 have shown response fo MEK inhibitors and BRAF and MEK
inhibitor combinations

BRAF fusions Fusions in BRAF have also shown responses to MEK inhibitors and nonspecific RAF inhibitors
(e.g. sorafenib)

BRAF amplification Resistance to BRAF inhibitors

- Exon 11 and 13 mutations are associated with sensitivity to KIT inhibitors
- D816H mutation is associated with resistance to KIT inhibitors
- KIT amplifications appear to have minimal or no sensitivity to KIT inhibitors

May be associated with response to MEK inhibitors in some patients

May be associated with response to MEK inhibitors in some patients

Associated with resistance to targeted and immunotherapy

Potential therapeutic target - novel NFI binding partner: Calpain1 (CAPNT)

Fusion-directed therapy (e.g. crizotinib)

Fusion-directed therapy (e.g. crizotinib or entrectinib)

NTRK 1/2/3 Fusion-directed therapy (e.g. larotrectinib or entrectinib)
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