T EFBEF4R 2018 4E 12 A2 41 £ 6 #1 ] Jining Med Univ, December 2018, Vol. 41, No. 6 + 435 .

DOI:10.3969/j. issn. 1000-9760. 2018. 06. 015

Sirtuins 558055

LR S I S
(PF TR BRI R R~ B8, 7 77 272067 ; 3 7° B A B I B Bt , F 1 272029)

B B RKLELET EF(Siruins) Rk2— K ZHERTOH I KL LBLEE, T 2R A B E%
(NAD ") 1 A 5h B K AR H £ 40 F P 48 Sirtuins 45 % A2 Joad A2, do B B 45 30 L K2 B A 20 I 22 35 5, 5F
B e MRS S R R R BAY B R R G R A K. SR AT A I, Sirtuins T8 i A B TR
KEFDIEE BRI AL, ERCRHREART ZAEET AN, AL &L T B k& Sirtuins F 4k 6958 Tt
B ik EAMF A fe B RmgMRBE L2,

KHEIA Sirtuins K& ; A8 5% 5 Mk AR

RESES R541.4  TEERIEAEA XEHS:1000-9760(2018) 12-435-05

Sirtuins and coronary heart disease
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Abstract ; Sirtuins family is a highly conserved class III deacetylase,which mainly relies on nicotinamide
adenine (NAD + ) as a coenzyme. Sirtuins regulate a variety of cellular processes such as gene transcription,
inflammation , metabolism,and cellular stress. And sirtuins has been participated in the development of canc-
er,diabetes, cardiovascular diseases and neurological diseases. It has been reported that sirtuins family can
delay the progression of coronary heart disease through anti-oxidation, anti-apoptosis and anti-inflammatory

functions. In this review, we summarize the recent progress on sirtuins family, focusing on the relationship

between its biological functions and coronary heart disease.
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