BERERKZEFIR 2020 £5 45 55 3 H1 ( Journal of Chongqing Medical University 2020.Vol.45 No.3 ) — 315 —

N 23 v I Be AR s SCBRZAIR  DOL: 10.13406/.cnki.cyxh.001834

SDF—1 4 L8 bR 9 1ot 175 €] i 1L 45 /1

X OO WML ALEZRLE R
(RWIERCE R — B ERE 1. A =R 2. imsh =R BB 650032)

(55 Z)BEEBE R AR REAESE K BE O 5007 W G B AR T, ITAEHIESE A 0, FE BT A0 A5 AR PH 7~ 1 (stromal cell
derived factor—1 SDF—I)TUL:@@JE&@%”@H%{E:&M”&%V:‘: TEME R IR 15057 1) auA*?’i?ﬁE%?ﬁFﬁ,E%ErﬁJ{ﬁﬁﬁﬁW
9 SRR B IAI T L TR I, AR SCEZLh SDF-1 508 bR i B T L8 5 A BRI eV E—253A

[ SC823R) JHH B 15t 977 5 S A AT A PR =1 BB ) S 200 MM 5 0L/ PN B A A TR 7 5 TN B AR AR 3 — JORE IRt 4 40038 79 i A
EE's
(HESZES]RS8T.1

[ THERFRERD ) A [ WeFs B HA )2018-07-29

SDF-1 promotes diabetic ulcer wound angiogenesis
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The First Affiliated Hospital of Kunming Medical University)
[Abstract]As the number of people with diabetes climbs,the attention on diabetic ulcers is also rising. In recent years,the studies
have shown that the stromal cell derived factor—1(SDF-1) axis in the migration of transplanted angiogenesis mobilized by varied cy-
tokine plays an important role in the healing of diabetic ulcers,and its target treatment provides a new way to chronic ulcers such as
diabetic foot. Researches on SDF-1 and angiogenesis in diabetic ulcer wound are mainly reviewed in this article.
[Key words ]diabetic ulcers;stromal cell derived factor—1;bone marrow stromal cells;vascular endothelial growth factor;endothelial

progenitor cells; dipeptidyl peptidase—4 ; angiogenesis
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