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COMPARATIVE STUDY OF KIDNEY
DEFICIENCY SYNDROME AND
SENESCENCE

Shen Ziyin

Institute of Integrated Chinese and Western Medicine, Fudan University, Shanghai

Kidney Qi plays a very important role in processes of birth, growth, strength,
senescence and death during human life. Kidney Qi displays a kind of deterioration
when senescence comes. So senescence is called “physiological Kidney deficiency” also.
We have done a series of researches in order to the question that if there exists a
common connotation between Kidney deficiency syndrome and senescence. First we
compared these two statuses on such macroscopical levels as neuroendocrinological
systems and Neurology-Endocrinology-Immune network followed by comparing
related parameters on microscopical levels such as cellular, molecular and gene
expression levels. At the same time we also applied the method of “verifying syndrome
by the way of medicinal treatment” to these studies. All our results demonstrated that
there are common or similar manifestation with respect to dysfunction of
neuroendocrinological systems, impaired function of NEI networks, as well as the
excessive apoptosis of T lymphocytes and the unbalanced expression pattern of
apoptosis regulatory genes. We also verified that Kidney-tonifying recipes had consistent
and identical modulatory effects on Kidney deficiency syndrome and senescence, and
embodied these effects on systematic, network, cellular, molecular and gene expression
levels. All these researches tell us that although Kidney deficiency syndrome and
senescence are different when they are referred to as timing, degree, organ localization
and metabolism, the still display a kind of highly comparable consistency in the fields of
systematically governing network-NEI network and T lymphocytes apoptosis and
expression pattern of apoptotic genes macroscopically and microscopically.

In summary, there indeed exist essential and intrinsic relationship between Kindy
deficiency syndrome and senescence.
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