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Research Progress on the Risk Factors, Pathological Mechanisms and Precautions of Statins-induced
New-onset Diabetes Mellitus

GU Yuhong', NING Haining?, WANG Jinhua®, XIAO Bin?*", DU Guanhua®*(1.Center for Governmental Hospital
Management, Ordos Health Commission, Ordos 017000, China; 2.Laboratory of Clinical Pharmacy, Ordos School of Clinical
Medicine, Inner Mongolia Medical University, Ordos 017000, China, 3.Beijing Key Laboratory of Drug Target Identification

and Drug Screen, Institute of Materia Medica, Chinese Academy of Medical Sciences & Peking Union Medical College, Beijing
100050, China)

ABSTRACT: Statins is a kind of 3-hydroxy-3-methylglutaryl coenzyme A reductase inhibitors, and have been widely used in
primary and secondary prevention of coronary atherosclerotic cardiovascular diseases. However, the risk of new-onset diabetes
mellitus is correlated with long-term use of statins. Recent research shows that statins can affect pancreatic j cells, surrounding
tissues and related genes, and then lead to new-onset diabetes mellitus. In this paper, research progress on the risk factors,
pathological mechanisms and precaution measures of new-onset diabetes mellitus caused by statins are reviewed to provide basis
for the rational application of statins, individual treatment of patients and the related basic researches.

KEYWORDS: statins; new-onset diabetes mellitus; pathological mechanism; risk factor; precaution measure
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2008 4F & 1Y JUPITER BFFE 44 A 17 603 4] &
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AT 12 A A D EER miR-122, miR-30c J2:fR
JFkaZs b A T IHEER) miRNA 22—, FESMNBA
1 HDL3 E¥fi¥%is, ST 7 s im T
PG miR-30c (128500, miR-221/222 5 P4 Jz 440
ML BT B VIR G, FTFEAAhiT AT FE I CAD 3%
(149 P Bz AEL A1 0 K5 Al miR-221/222 JKSEET,
3 FRRMIT 2592 NODM XS AI1ETE
3.0 AW

AN Ty A T i 218 AP 4 =
M S IE . BE PR S5 I B LT 5 VAT H it o
AR A A2 T NODM I 5, FBAYT
NERE . i R AR IR, s WA DU IoRE , RS
WIZ S SHRIKESE, FRATEAMLTT 2R 7 3k
25 B[] B [AI NODM JXUS: 81,
3.2 KR AR

A BE R IRHMIT R EEAR .,

-248 - Chin J Mod Appl Pharm, 2021 January, Vol.38 No.2

[ 45 B J AR AR AT T 225 9 0 /N7
I, BN AR AN HARE, (R E R W
B T e T LR U A7, /INF e R B A Y
BTFEAMTT 5 B & RALTT ATREAR TC . LDL-C &4k
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TR 2GR G 2R . R . Rk
512 NODM (W R % . T 242595 NODM
S BRAILIFZE i AN A2, AT QA G XU PRI R IR
BUM B 3 1 A 0% 7 s 3L e AR D
i, A 2. 2 Y AH AR A AR
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