b

AREMFRE 20196128 $27% $ 124
- 788 +  Journal of Prevention and Treatment for Stomatological Diseases Vol.27 No.12 Dec. 2019  htip://www.kqjbfz.com

[ DOI 110.12016/j.issn.2096-1456.2019.12.008 - ZFiR -

m RN R R EEMER TS SRR LS
W R

(%, BMBR, BX
DRERAFAE R E L KT BE 2 ERBIEREFAL TS @l RKFEBHapRELR, wil RA(610041)

(FEZE] BB 2 — 20 LA e MUBE A R AE 0 AP0 , o A i AU 2L Ul B e 78 55 . A OC T8 PR
T2 7 2 W AR M TRl AL R P 7358 A A 4 D, A7 I 3 AW DR A8 25 3l aod 7 A 5 8 5 4 4R (reactive oxygen
species , ROS) I 8 1 Fft A (4% Jo] L B 20, TR S5 G R o AR SO & I AR R [ N A I ATF 58 SCRK , AL ROS X 4
R 25 PF T B RP ALK B 45 6 B S AL A LA K 5 0 PR S8 25 8 R A T T — S5 . SCHRAZ > 45
SRR B PR 5 R 7 AR 1 2 B ROS 1] 38 aib AMP 3% £k 25 1 (adenosine 5'-monophosphate -activated protein
kinase , AMPK) \ Wnt /B JE R85 1 Wi A5 e AL IS 3 805 - 2 10 V0BG B | 22 23 £b 28 11 B0 25 A 5 36 1% DA B i 4
P S B PRI B 45 G o TERE RN S B vh, —SE2G R I R LR (1,25- R AR D3 XL
A5 B BEIE 52 7l 3 5 PR ROS K P76 — & A2 B B B B IR B 455 o X 2L 45 R 3R B ROS Wl g2 5 i B IR
P MBI ST 3 1 G BRI B

[k88im] WEIRO; FhAEIR; TEMER; BEE; AN AMPK{E SO
Wnt /B 55l ; PIBK/AkfF TilH; MAPK{EZiEE; BRBER; ZHA :
(FESES] R782 [X#EKIFED] A [XEHS] 2096-1456(2019)12-0788-06  swucsreecs
(SIAZEFRENX] 2T G, BESC. 16 SO R S8 Rl R A B 455 B2 ma HL R T S8 2R JRE (], 1 JEs
BiiA, 2019, 27(12): 788-793.

Research progress of influence mechanism of reactive oxygen species on implant osseointegration in diabetic
patients JIANG Xue, YANG Qiyuan, LIAO Wen. State Key Laboratory of Oral Diseases & National Clinical Re-
search Center for Oral Diseases & West China Stomatological Hospital of Sichuan University, Chengdu 610041, China
Corresponding author: LIAO Wen, Email: liaowenssw@126.com , Tel: 86-13881999843

[Abstract] Diabetes mellitus is a group of metabolic diseases characterized by hyperglycemia, often accompanied by
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bone metabolic disorders, microvascular diseases, etc. At present, it is still controversial whether diabetes will reduce
the survival rate of implants, but studies have shown that diabetes can damage the bone tissue around the implants and
interfere with the process of osseointegration by producing excessive reactive oxygen species(ROS). In this paper, com-
bined with the literature published worldwide in recent years, the effect and mechanism of ROS on the osteointegration
of implants of diabetic patients and the measures to improve the osteointegration under the condition of diabetes are re-
viewed. The results of literature review showed that excessive ROS induced by diabetes can damage osseointegration
through adenosine 5'-monophosphate -activated protein kinase, Wnt/catenin, phosphatidylinositol 3-kinase-protein ki-
nase B, mitogen activated protein kinase and other signaling pathways, as well as vascular injury. In animal models of
diabetes, some drugs, such as insulin, curcumin, 1,25-dihydroxyvitamin D3, and metformin, have been shown to im-
prove the osseointegration of implants to some extent by reducing ROS levels. These results suggest that ROS may be a
key therapeutic target for improving success rate of dental implant treatment in diabetic patients.
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