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Abstract Glucolipid Metabolic Disorders ( GLMD) is a disease with the metabolic disturbance of glucose and lipid, influenced by
genetic , environmental and mental factors. The significant pathology phenomena of GLMD are the neuroendocrine dysfunction,insu-
lin resistance, inflammation and the alteration of intestinal flora. Meanwhile,there are clinical manifestations like hyperglycemia,
dyslipidemia, non-alcoholic fatty liver disease,obesity, hypertension and atherosclerosis showing up singly or going with each other.
Prof. Guo Jiao and her team put forward ‘the way of regulating liver to resolve turbidity’ as a new train of thought for therapies of
GLMD , based on systematic literature reviews in traditional Chinese medicine and clinical researches,which worked prominently in
experiments and clinical researches. However,there is still no biological definition of ‘turbidity’. With the assistance of modern
bio-technologies like multi-omics and phenotypic identifications of modified animal,it has been confirmed that metabolic inflamma-
tion mediated by innate immunity is one of the most vital pathological mechanisms in the process of GLMD. This article is to dis-
cuss the biological definition of ‘turbidity’ in GLMD through the innate immune cells( mainly including macrophage and neutro-
phils) also with its key mediated factor( Toll-like receptor 4, Lipocalin-2 ) ,and it is important for uncovering the substance of  tur-

bidity” and the material base of decoctions for resolving turbidity.
Key Words Inflammatory factors; Toll-like receptor; Metabolic disturbance; Internal Accumulation of dampness and turbid; Bi-
ological Essence of traditional Chinese medicine syndrome
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