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Influence of Huangqi Decoction on Human Metabolism and Its Auxiliary Role in Disease Prevention and Treatment. Wang Shouli, Xie
Guoxiang , Zhao Aihua, et al. Center for Translational Medicine, Shanghai Sixth People's Hospital, Shanghai Jiaotong University, Shang-
hai 200233, China

Abstract Objective To investigate the changes of metabolic profiles in healthy adults before and after oral administration of HQD,
and to provide new insights for the pharmacodynamic study of HQD. Methods Gas chromatography time — of — flight mass spectrometry
(GC = TOFMS) and ultra — high performance liquid chromatography quadrupole time of flight mass spectrometry ( UPLC = QTOFMS) plat-
forms, combined with univariate and multivariate statistical analysis, were used to investigate the fluctuations of endogenous metabolites in
pre — and post — dose plasma samples of healthy individuals. Results Principal component analysis (PCA) and orthogonal partial least
squares discriminant analysis ( OPLS — DA) consistently showed that the separation trends of metabolic profiles derived from pre and
post — dose groups were highly significant, which indicated that the endogenous metabolites changed greatly after taking HQD. Further
more, forty — nine differential metabolites were screened out by using univariate and multivariate statistical analysis. Comparing with pre —
dose group, formononetin ( the principal component of HQD) and its downsiream product formononetin glucuronide were both higher
whereas tryptophan, phenylalanine and cholic acid were lower in post — dose group. Conclusion Amino acid, lipid and fatty acid, glu-
cose and cholic acid metabolism were all altered after taking HQD. These metabolites are closely associated with the prevention and thera-

py of liver diseases and diabetes.
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