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[ Abstract ]

metabolism, is an independent risk factor of cardiovascular disease. Previous studies showed that, Hey play an important role

Homocysteine ( Hey ) , as sulfur—containing amino acid produced by methionine anti-methylation

in the occurrence and development of coronary heart disease through multiple mechanisms, is significantly correlated with the

severity and prognosis. This paper reviewed the relationship between Hey and coronary heart disease and related mechanism, to

provide a reference for prevention and treatment of coronary heart disease.
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[ Abstract]  Trefoil factor 3 (TFF3) , a new type of polypeptide belong to growth factors, is latest—found member
of trefoil factor family. TFF3 plays an important role in many pathophysiological processes, mRNA and protein expression of
TFF3 significantly increased in mucosal inflammation, tissue ischemia/ reperfusion injury, tumour and so on. Recent studies
confirmed that, serum TFF3 level significantly increased in patients with chronic kidney disease (CKD ) , and it is closely
correlated with the severity of CKD. This paper reviewed the detection method, molecular structure and function, and its relation
with CKD, to provide a reference for preliminary screening of CKD.
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