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RuvBL1 is required for mitochondrial integrity and
supports the metabolic reprogramming of HCC cells.
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Introduction

RuvBL1 ATPase activity is required for mitochondria function and structure Super-resolution STED and immunogold TEM show RuvBL1 localization in mitochondria
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RuvBL1 i1s a AAA+ ATPase involved in multiple cellular activities, including proliferation,
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chromatin remodeling, DNA repair, transcription/translation and mTOR pathway activity. T e et lz = o B RuvBL1
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