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(FH-RCC) is a rare and aggressive form of kidney

cancer linked to bi-allelic inactivation of the FH gene.
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“* FH & PCSK9 are the only driver genes with evidence of Figure 2: Tumor vs. Normal B-allele Frequency By Patient
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* Our observation of LOH in FH supports past research

on cancer formation through germline variants.
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*¢* Other cancer associated drivers present no evidence

of LOH in patients with FH-RCC.
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