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Abstract: Objective To investigate the correlation between plasma metabolites and cerebral infarction. Methods

A retrospective review was performed on 340 consecutive inpatients admitted to the first affiliated hospital of jinzhou med-

ical university for head MRI examination from May 2017 to November 2018. According to the presence of new cerebral in-
farction in the head MRI,they were divided into two groups:acute cerebral infarction group and normal control group. The
plasma metabolites were used to detect 93 metabolic markers. Orthogonal partial least-squares discriminant analysis ( OPLS-
DA) ,ROC curve and logistic regression were used to screen the differential metabolites. Results FEight plasma metabolic
markers and comprehensive index N were significantly associated with cerebral infarction,and the difference was statistically
significant (P <0.05). The areas under the ROC curve for each indicator are: N (0. 977), Arg (0. 833 ), Cit/Arg
(0.828),C4DC (0.725),C18:1 (0.787),C4/C8 (0.787),Met/Phe ( 0.725),C26 (0.794),and Leu (0.704).
Conclusion Leucine, citrulline , arginine , methionine , phenylalanine and carnitine may be involved in the pathogenesis of
cerebral infarction. Studying its metabolic process may provide a new clinical direction for the treatment of cerebral infarc-
tion.
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