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Abstract:

lation in the mitochondrial respiratory chain caused by defects in either mitochondrial DNA or nuclear DNA, and such dis-

Mitochondrial diseases are a group of hereditary disorders characterized by impaired oxidative phosphory-

eases have complex and diverse clinical manifestations and often involve multiple organs and systems, with the main mani-
festation of lesions in the nervous system and muscles due to their high energy demands. At present, there is still a lack of
effective therapies for most mitochondrial diseases, and therefore, multidisciplinary management is essential in clinical
practice, integrating various therapeutic approaches to provide personalized treatment regimens for patients with mitochon-
drial diseases. The primary treatment principle involves the timely correction of pathological and physiological abnormali-

ties through pharmacological interventions, dietary modifications, and exercise management, along with the prompt treat-
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ment of system-specific impairments and the prevention of potential complications.
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- 430 -

BT PR B B ). — T RS R, R
TR LA £ 3 4716 2 G0 Pk NAD* Bk = (JUL P AN If 9
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