[ R P 2 5 24 7k 2015 4F 11 H 5535 555 6 8 Int J Endocrinol Metab , November 2015, Vol. 35, No. 6 - 409 -

R ADP % 1ER G Be-1 SHERFE SR

T& ZEAA

(FHE] 28 ADP BWER G -1 (PARP-1) 225 ADP BB R G RES R T M A 2 —, 18
BAA )2 3RIE . I A8, PARP-1 S50 o 15 9 2B R R OC A2 U0, PARP-1 i i il
e W SR O 1 ARG B2 8 M S 7 A AL 2 A O TBEfE-1 395 1 5 Toll #3244 4 3 4k | 1
B B N B RS2 R 08 5 2T R GEERTLAF S S R P (0 B AE LR A o TRIAR SCAIE S
TERT PARP-1 400 360 705 b s ) il A o R 21— 2 B R4 45 1 il PAPR-1 T BE RS % PR
P ORI I 7 R A

(KgiR] 2R ADP ZORERG M1 WE O

Poly ( ADP-ribose) polymerase-1 and diabetic nephropathy Yu Jing, Wang Qiuyue. Department of En-
docrinology, The First Hospital ,China Medical University, Shenyang 110001, China
Corresponding author : Wang Qiuyue , Email :wqycmu@ 163. com

[ Abstract]

( ADP-ribose ) polymerase-1 (PARP-1) is abundantly expressed in renal tissue. Recent studies have shown

As one of the important members of the poly ( ADP-ribose) polymerase family, poly

that there is a close relationship between PARP-1 and diabetic nephropathy. PARP-1 is involved in the path-
ologic process of diabetic nephropathy by increasing oxidative stress, promoting chronic low-grade inflamma-
tion, inhibiting Sirtuin-1 activity, enhancing Toll like receptor 4 activity, boosting endothelin and endothelial
receptor as well as disordering fibrinolysis system. Related studies also have shown that PARP-1 inhibitors

may play protective roles in the pathogenesis of diabetic nephropathy, which may be a new therapeutic target

for diabetic nephropathy.
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