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Metabolomics-Based Study on Ischemia Heart Failure With Syndrome Of Blood Stasis Caused By Qi
Deficiency And Syndrome Of Fluid Accumulation Caused By Yang Deficiency
Pengjun Wang, Minggian Sun, Yang Miao, Lingling Liu
(1 TianJin University of Chinese medicine , Tianjin 300193, China; 2 Cardiovascular Department ,Xi Yuan Hospital ,China Academy
of Chinese Medicine Sciences ,Beijing 100091, China)
Abstract Objective:To investigate metabolomics characteristics of serum samples in ischemia heart failure with syndrome of blood sta-
sis caused by qi deficiency (QDBS) and syndrome of fluid accumulation caused by Yang Deficiency (YDFA) and explore the applica-
tion of metabolomics in study of TCM syndrome of ischemia heart failure. Methods: The serum samples of ischemia heart failure with
QDBS (n=18) and YDFA (n=18) were detected by Liquid chromatography- mass spectrometry ( LC-MS) and analyzed based on Prin-
cipal Component Analysis( PCA) and Partial Least Squares Discriminant Analysis( PLS-DA). Results:Ischemia heart failure with QDBS
and YDFA can be distinguished clearly by PLS-DA. There was significant difference in metabolic characteristic between the two groups.
Compared with QDBS,3 metabolites belonged to Lysophosphatidylcholines decreased in YDFA ; 3 metabolites belonged to carnitines and
2 metabolites belonged to fatty and creatinine increased in YDFA. Conclusion: Energy metabolism and phospholipid metabolism were
different between ischemia heart failure with QDBS and YDFA. Metabolomics analysis based on LC/MS can distinguish the two groups
and provide new detective method for TCM syndromes differentiation objective.
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