- 110 - [ i g I B AL AR 2018 4F 3 5 45 38 45 2 1)

Int J Endocrinol Metab,March 2018, Vol. 38 ,No. 2

ESEIFRKBESRRFLEMNEFZIE

S KREL

&

(AZE] F5REVPOE SO E RS R R T EE RS S w7 Ak, R AR, 5
2R3 GG A 0 i B FRARBT RN SO o B 0 A A A R S R RS BOHE R i A
AR QDR PRI I B AL W R P ) 6 A KR, A R DA B PR I A B BT R T R A
(SREIA] 553 35 WEIRG s W PR 55 0 5 M DR R IR0 J 72
EEWE  BIILE ARFHAES (H2016040)
Class 3 semaphorins in diabetes mellitus and its microvascular complications Bi Huili, Zhang Hui-
Juan. Department of Endocrinology, The First Affiliated Hospital of Harbin Medical University, Harbin
150001, China
Correspond author ; Zhang Huijjuan, Email . hydzhj@ 126. com
[ Abstract] Semaphorins are initially identified as axon guidance molecules crucial for the develop-
ment of the nervous system. Afterward, numerous studies have shown that they regulate other physiological
and pathological processes other than the nervous system. In recent years, the researchers found that the
class 3 semaphorins can affect the occurrence and development of diabetes mellitus and its microvascular
complications such as diabetic retinopathy, diabtic nephropathy by influencing the process of insulin resist-

ance, inflammatory reaction and pathological angiogenesis, and are expected to provide new therapeutic tar-
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gets for diabetic complications.
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