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The effect of Collateral-qi deficiency and stagnancy/stasis syndrome on vascular endothelial function and the math—
ematical model analysis of Tongluo drug intervention YUAN Guo—giang JIA Zhen-hua GAO Huaiin et al. Hebei
Yiling Pharmaceutical Research Institute Shijiazhuang 050035 China

[Abstract] Objective To investigate the Collateral—qi deficiency and stagnancy/stasis ( psychosocial factors) on
vascular endothelial function and the effect law of drug intervention. Methods Establish models of homocysteine ( Hey)
induced endothelial dysfunction Collateral—qi deficiency and stagnancy syndrome model ( exhaustive swimming method lim—
iting exercises and high fat diet atmospheric lack of oxygen method) and Collateral—gi stasis syndrome model ( binding
method) . Composite model was establishment by combining pathological model and syndrome model using different types
of Tongluo drug intervention. At the end of the experiment blood samples were collected. Plasma endothelin nitric oxide
and serum of nerve-endocrine-immune ( NEI) networks common chemical signal molecules ( CRH ACTH CORT TSH
T, T, PRA Angll ALD NE E 5-HT DA ILdB IL2 IL6 TNF-a) levels were detection. The data results
were analyzed by building mathematical models under standardized. Results (1) Syndrome factors chemical damage fac—
tor and superimposed both factors their comparative pathogenic strength of the modeling analysis showed that the single fac—
tor intensity of endothelial dysfunction induced by hypoxia > Hey > bound > over-fatigue > Too easy; the disease intensity
induced by complex factors is over-fatigue + Hecy > hypoxia + Hcy > bound + Hcy > Too easy + Hey hypoxia re—
straint overwork over-shedding and the combination of Hey increased the damage of blood vessels showing synergy.
(2) intervention factor ( drug) contact intensity comparison shows that the effect of a large dose of TXL and ginseng oral

administration on endothelial dysfunction and Collateral—i deficiency and stagnancy composite model group is most obvious;
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the effect of Xiebai and small doses of TXL oral administration on Collateralgi stasis and endothelial dysfunction composite
model group is strongest. (3) NEI network related factors Ang I PRA CHR T, PRA E CORT NE IL4/IL2
ALD have good correlation with ET/NO. Conclusion Collateral—qi deficiency and stagnancy/stasis( psychosocial factors)
are important risk factor on endothelial dysfunction and through the mechanism of systemic disorder caused by NEI network
and increased vascular disease. improve the pathological damage in terms of the local blood vessels and the effect was e—
quivalent with simvastatin. The effect of Tongxinluo on regulating NEI network homeostasis was superior to simvastatin.
[Key words] Collateralqi deficiency and stagnancy; Collateral—qi stasis; Vascular endothelial dysfunction; Mathe—

matical model; Tongluo drugs
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