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[Abstract] Mitochondria is a very important organelle in human cells. Abnormalities in the structure

and function of mitochondria caused by various reasons can cause clinical manifestations. Mitochondrial en-

cephalopathy (ME) is one of the most common diseases in mitochondrial diseases. It has different clinical

manifestations,is difficult to diagnose,has no obvious specific clinical manifestations,and is easy to be misdi-

agnosed. Due to the development of genetic molecular and imaging techniques, ME has been gradually recognized

by scholars. This article reviewed the genetic characteristics, clinical manifestations, diagnosis and treatment manage-

ment of ME,in order to improve the recognition of ME and reduce misdiagnosis and missed diagnosis.
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