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[ Abstract] The essence of the body's aging was the process of accumulating cell senescence.
The senescence of the immune system was not only the inevitable result of the body's aging, but
also an important cause of the body's aging. The immune system, as one of the main systems of
aging changes, had attracted scholars' attention. This review systematically summarized the changes
from the adaptive immune system T, B cells and innate immune system natural killer (NK) cells,
macrophages, neutrophils, dendritic cells, bone marrow-derived cells and other immune cells groups.
And also, we tried to state aging indicators, functions and other aspects of the changes in the aging

process. All together, we further clarified the important role of immune system senescence in the body

aging process.
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