ERAR I E¥ 45 2019 £ 1 A% 40 %% 23 Int J Lab Med,January 2019, Vol. 40,No. 2 e 239

28(1) . 47-49.

[52] 4Bz & . ¥ Ak, 2@ g e, % 5% 41 5F 98 8 3 R : RNA-Seq
Fe o AT ], 4% ,2011,33(11) :1191-1202.

(537 AR, 38 B3 o KR, 45 7 AR 8 AR A Mt 245 3 /s 4

it 98 40 0 T 25 5 338 B RNA 4 i ) ). W, 2017, 37

(11).:1128-1135.
[54] HLA 2, 50 H , BRAK 2. microRNA 5 & & W 5 1 19 B
SRt )] i E 25 R R =2 i . 2015,46 (1) : 40-49.

s H I :2018-06-24 &[0l H #§:2018-10-11)

I RNA ZEHERIS A R EZENE T PR RER

E e A I c 7 S S
(B PEHRFEERESR, HHK M 730000)

W EBRBRTIRSHFAE. KEFREANAM D RNA EBRFEFLETAELEZTZAOER . LA
PAE 5 W Rgm R R R A VR R E T B AR K . % AT AT IUAE £ 809 48 Sk gm I AR B E AR £ 6 o RNA
AT A AR BRR G LB 5% T REE S IR,

KW o RNA: #hgm: R2iRE: BERBITAE

DOI:10. 3969/j. issn. 1673-4130. 2019. 02. 029 REESES:R587.2

NEHE:1673-4130(2019)02-0239-04 XEkFRIRED : A

Advances in research on microRNA in diagnosis and treatment of diabetic complications
LI Dandan ,L1U Jiajia ZWANG Jing®
(Clinical Medicine College ,Gansu University of Chinese Medicine , Lanzhou,Gansu 730000,China)
Abstract: Diabetes mellitus can cause a wide variety of complications. A large number of studies have
shown that microRNA plays an important role in diabetic complications,and its expression regulation is close-
ly related to the occurence,development and treatment of diabetic complications. In this article, several major

complications of diabetes mellitus and their related microRNAs were reviewed,and we hoped to provide some

theoretical basis for the diagnosis and treatment of these diseases.
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