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Studies of Gene Networks and Singal Transduction of Kidney Deficiency Syndrome by Syndrome Differentiation
through Drug Effects SHEN Zi-yin Institute of Integrarive Chinese and Western Medicine , Huashan Hospiral ,
Fudan University, Shanghai (200040)

Abstract Three kinds of notworks were summarily described in this review including the small intracellu-
lar molecular networks, the middle-scale networks of hypothalamus-pituitary-adrenal-thymus (HPAT) axis and
the large network, neuroendocrine-imrnune (NET) network, covering the whole organism and linki;xg multiple
systems together. The hypothesis was expressed that the “discase” or “syndrome” formed in the human body by
the intervention from outside world is based on (he changes of multi-molecular network. In this paper, the pat-
tern and ability ol signal transduction channel and the methods of studying changes in it were also deseribed, and
raised, herefrom, “to determine syndrome by drug cffects (DSDE) " is the intervention means for studying syn-
drome in the light of systemie biclogical methods. We found Kidney-yang deficiency syndrome covered the NEI
network and the regulating center located in hypothamus with Compound Bushen Recipe {CBR, Kidney-tomify-
ing recipe). By intervention with EF, an cflective component of CBR, it was found that EF can activate the im-
mune system and the three networks, including growth axis, sex hormone axis and lymphocyte apoptosis net-
work in HPAT axis through the downward pathway of NEI network to play its efficiency of molecular neiwork.
There are many regulation patterns of EF on networks. For exampic, in the network mechanism of lymphocyte
apoptosis and proliferation, EF can reconstruct the balance of the opposite apoptosis related genes and prolilera-
tion related genes; EF can assemble and integrate co-stimulating molecules, transform growth [actors (TGF) ,

and scveral ancogenes to form an upstream [actor network for initiating the proliferation and anti-apoptosis pro-
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motion; EF can simulraneously up-regulate the two opposite gencs expression of IxB and NFkB in NIK/IKK/

IkB/Rel /NTxB signal transduction channel, which could nov enly control the rising of NFxkB in a moderate

range, but also guarantec its predominant status to exert ils hinge role in molecule regulating network, by which

gene network regulation atlas in HPAT axis of Kidney-deficiency syndrome was observed.

Key words network;signal transduction ; Kidney-deficiency syndromes to derermine syndrome by drug el-

fects
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