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Effect of tea polyphenols treatment on microRNA expression profile in plasma of diabetes rats

ZHANG Li-yuan', LIU Yu-yu’, YANG Ya-jun’, NA Qing-qing'(1. Department of Anatomy; 2. Pharmacology Teaching
and Research Office of Guangdong Medical University, Zhanjiang 524023, China)

Abstract: Objective To determine the changes of microRNA (miRNA) expression profile in plasma of diabetes rats
after tea polyphenols treatment, and the potential relationship between microRNA (miRNA) expression profile and osteoporosis
induced by diabetes . Method Sprague Dawley rats were randomly divided into: control group (Con), diabetes (DOP) model
group, diabetes model low-dose (4.8 g/kg) tea polyphenols (DOP+L), middle dose (9.6 g/kg) of tea polyphenols (DOP+M) in
diabetes model, high dose (14.4 g/kg) tea polyphenols (DOP+H) in diabetes model. After 12 weeks of oral administration, the
bone density of the 5th lumbar vertebrae in each group of rats was measured by a bone density meter, and the microstructure
of the tibia was observed by Micro CT scanning. the expression profile of microRNA in the plasma of rats in each group
through high-throughput sequencing method and conduct bioinformatics analysis. Results Compared with the DOP group,
the number of bone trabeculae in the upper tibial segment of rats in the treatment group was increased, the bone microstructure
was significantly improved, and the bone mineral density of rats in the DOP+L and DOP+H groups was significantly increased
(P<0.05). There were 252 differentially expressed microRNA in DOP and Con group (113 up-regulated and 139 down-
regulated), 344 microRNAs in DOP and DOP+L group (213 up-regulated and 131 down-regulated), 350 microRNAs in DOP
and DOP+M group (219 up-regulated and 131 down-regulated), 323 microRNAs in DOP and DOP+H groups (209 up-regulated
and 114 down-regulated). Compared with the Con group, the expression of miR-382-3p was significantly decreased in the
DOP group, while the expression of miR-96-5p and miR-21 was significantly increased. Compared with the DOP group, the
expression of miR-382-3p was significantly increased in all treatment groups, while miR-96-5p and miR-21 were significantly
decreased (P<0.01 or 0.05). Conclusion Tea polyphenols can effectively improve the abnormal bone metabolism in diabetic
rats. The underlying molecular mechanism may be related to improving the expression sequence of microRNA.
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Salidroside protects coronary endothelial cells against ischemia-reperfusion injury by regulating
mitophagy

LIANG Zheng, HUANG Yao-ying, WEN Wen, ZHONG Jian-feng, MO Shao-men, HOU Gao-xing, LI Ming-liang
(Affiliated Hospital of Guangdong Medical University, Zhangjiang 524001, China)

Abstract: Objective To investigate the modulation of salidroside (Sal) on mitophagy in coronary endothelial cells
(CoECs) after myocardial infarction. Methods CoECs were divided into normal control, negative control (PBS), Sal, and
Sal + Chloroquine (Sal+CQ) groups; Control group was treated with normoxic condition, while the other groups with oxygen/
glucose deprivation and reperfusion (OGD/R). Cell viability, apoptosis, mitochondrial-lysosomal colocalization (MLCL),
mitochondrial membrane potential (MMP), ROS, and autophagy-related protein levels were detected using CCK-8, fluorescent
probe, and Western blot. Eighteen C57/BL6 mice were randomized to Sham, ischemia-reperfusion (MIRI), and MIRI+Sal
groups. MIRI or MIRI+Sal group was intraperitoneally injected with normal saline or 50 mg/(kg-d) Sal 28 days before and
after LAD ligation. Ejection fraction (EF), left ventricular fractional shortening (FS), myocardial fibrosis, and expression of
autophagy-related proteins in infarcted coronary arteries were determined by small animal ultrasound imaging system, Masson
stain and Western blot. Results Compared with PBS group, cell viability, MMP, MLCL, and expression of PINK1, Beclinl,
and Parkin were increased (£<0.05), while apoptosis, ROS content, and expression of Mtfrl, P62, and LC3 II/I decreased
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