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Targeting Metabolic Liabilities in Cancer Metastasis 

Distant metastasis is responsible for over 90% of deaths in patients with cancer. Around 30% of 
all diagnosed melanoma patients will develop metastases in different visceral organs, and 
eventually approximately 80% of those patients will die from metastatic disease. So far, there is 
no cure for metastatic cancer and no pharmacological therapy is available. Therefore, it is critical 
that we better understand how cancer cells metastasize and discover novel treatment strategies. 
My lab’s focus is to better understand how metastatic melanoma cells adapt their metabolism at 
different stages of metastasis and to characterize the metabolic plasticity in metastatic 
melanoma tumors to dissect stage-specific metabolic adaptations for novel therapeutic 
strategies. For that reason, we developed novel strategies to identify metabolic vulnerabilities in 
cancer cells during metastasis. Applying these approaches, we uncovered previously not 
reported metabolic dependencies in metastasizing melanoma cells. We are currently testing 
these dependencies by both pharmacological and genetic inhibition to identify metabolic 
inhibitors that block metastasis. In the next steps we will test our new findings in melanoma 
patients as a novel metabolic target for cancer therapy.  
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