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[ABSTRACT] Coronary artery bypass grafting (CABG) is a highly effectivem ethod i the tream ent of coronary heart

However its effectiveness is mpeded by the lm ited life expectancy of vein grafts which are the most

disease (CAD).
canmon types of conduits used M any reports presented follow-up angiographic data on large cohorts of patients demon-
strating that approx m ately one-half of vein grafis failw ithin 10 to 15 years of surgery and that graft failure is associated w ith
worse clinical outcanes ~ Therefore understanding the venous-specifc pathophysiological and molecular m echanisms of
vein graft adaptation is inportant for clinical vein graftmanagement This overview descrbes the nomal developm ent and

regulation of vesse] campares the differences bew een artery and vein introduces the adaptive response of vein graft to the

ISSN 1007-3949 Chin J A rterioscler Vol 18 No 1Q 2010

1007-3949( 2010) 18-10-0828-05

arterial envirorm ent during the post-surgical process and its molecularm echanisn, and discusses various therapeutic pros-

pects
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