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Relationship of TCM Syndrome Type with Plasma Homocysteine and Severity of Coronary Atherosclerosis
YAN Hui, HU Xiao-sheng, CHEN lun-zhu, et al Zhejiung Hospital of Integrated Traditional Chinese und
Western Medicine, Hangzhou (310003 )

Objective: To study the relationship of TCM syndrome type with plasma homocysteine (Hey) and severity
of coronary atherosclerosis. Methods: Plasma Hey was determined by the automatic fluorescence polarization im-
munoassay in 71 patients with and without angiographically documented coronary heart disease (CHD) and 28
healthy persons. The TCM syndrome type of 54 patients with arterial stenosis 5250% (showing by angiogra-
phy} was classified into the Heart blood stasis tvpe, phlegm stagnation type and Qi-Yin deficiency type. Re-
sults: The incidence of hyperhomoceysteinemia was signilicantly higher in patients with CHD than that in healthy
persons ( P<0.01). Level of plasma Hey was higher in patients with positive angiographic image than that in
those with negarive image { P<<0.(1), and the level was increasing along with the increase of branches of in-
jured coronary artery. Analysis on TCM syndrome type and level of Hey showed that Hey in Heart bleod stasis
type was higher than that in the other two types, no matter the coronary artery stenosis being severe or not, the
dilference between the latier two types was insignificant. Conclusion: Plasma Hey is positively correlated with
the branches of injured artery and severity of coronary atherosclerasis. Heart blood stasis is the pathological base
of coronary atherosclerosis, and the level of Hey could provide certain scientific basis for TCM syndrome typing
of CHID.
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