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Tumor necrosis factor-lke weak inducer of apoptosis (TW EAK) is amember of wum or necrosis factor

Canbining with its receptor Fnl4 TW EAK can participate in the process of atherosclerosis (As)

through severalways including nducing inflanm ation augm enting the expression of MM P9 pramoting neovascu larization

and so on

TWEAK is involved in coronary heart disease and its equivalent-d iabetes m ellius

Statins may play a poten-

tial ole m the treament of As by reducing TW EAK-Fnl4 canplex i blood
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