©048 . [ R 4 23 AR5 2 s 2015 4E 7 A 45 35 455 4 ) Int J Endocrinol Metab,July 2015,Vol. 35,No. 4

- BB R RS -

Visfatin 5 & R Z IR ERIE SR Z R
Zm  EHA

(FZ ] Visfatin E0FL 355 BOAME I BRSNS — A% AR (NAD ) O BRI , (7] p HAT 28 58 4 S hi
P REAEHT, Al I cAMP SRS ICIFSS & 8 I/ P A SR AR 42 SRR S A S A iAol , i id
NAD JUERFR R AT 1 259030 RS AU SRS B 2RI EIRE  ILb, visfatin 38 H] 315 46 /g
AR B A = % S SR A, S RVE 7 B R - SRR R RGO AR, 2 50 e 4 &
HE KSR Rl DR BB PR B A (46 7 BT R B

(K8 IA]  Vistating HELR A ; 1B AT

Visfatin in the pathogenesis of insulin resistance and diabetic nephropathy An Li, Wang Qiuyue.
Department of Endocrinology and Metabolism,The First Affiliated Hospital,China Medical University,
Shenyang 110001, China
Corresponding author : Wang Qiwyue , Email :wqycmu@163.com

[Abstract] Visfatin is the rate-limiting enzyme in the synthesis of nicotinamide adenine dinucleotide
(NAD) in mammalian cell,and it also has effects of simulating inflammatory cytokines. Visfatin is involved in
the control of liver gluconeogenesis and glucose metabolism through c¢AMP-responsive element binding
protein/protein kinase A pathway. Moreover, visfatin regulates insulin sensitivity and islet beta cell function
by modulation NAD and silent information regulator 1. In addition, visfatin is involved in the regulation of
insulin signal transduction and glucose metabolism of renal cells.It may also play roles in diabetic nephropathy
by interacting with inflammatory factors and renin-angiotensin system, which shed light on the therapy of
diabetes and diabetic nephropathy.
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