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Mitochondria and aging
CHEN Yong-Hong, DU GuarHua
(Institute of Materia Medica, Chinese Academy o Medical Sciences,

Peking Union Medical College, Beijing

ABSTRACT Aging is a complex pathological and
physiological phenomenon characterized by the decline
of many functions in human. Several lines of experi-
mentation showed that the defect of the mitochondria
function is one of the driving forces for the progress of
aging. During the development of aging, the alter
ation of biology of mitochondria, the accumulation of

the generation of ” free radical” in mitochondria, the

100050)

mutation in mitochondria genomes and the control of
the progress of death by mitochondria were suggested
to be a number of novel mechanisms for mitochondria
in aging. The experiment data focused on the role of
mitochondria in aging are reviewed.
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tation of mtDNA; apoptosis



