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culture containing 10% FBS. Tissue explants adherent method was applied to obtain VSMCs. VSMCs was cultivat—
ed in DMEM/F42 culture containing 20% FBS. The uptake of endothelial exosomes by VSMCs was tracked by
high-eontent cell imaging system. SiIRNA was used to knock down the expression of ATG5. Results HUVECs with
high purity and good viability were isolated successfully by 0. 1% type II collagenase digestion. The cell displayed
typical cobblestonedike morphology under the inverted phase-contrast microscope. Immunofluorescence technique
validated that the isolated cells with CD31/Pan-Cadherin/ Factor Vll-positive phenotype account for 96% . VSMCs
were observed on the 3rd day of the culture. The cells showed long shuttle and polygonal morphology. Immunofluo—
rescence technique identified that the expression frequency of SM22-o and a-actin was about 95% . Endothelial ex—
osomes obtained by ultracentrifugation displayed Hsp70/TSG101/CD9/CD63 positive phenotype. VSMCs started to
uptake endothelial exosomes after 30 minutes co-culture showed by high-content cell imaging system. After 4 hours

the numbers of endothelial exosomes uptake by VSMCs increased significantly. Cell growth and proliferation curve
showed that at the concentration of 200 pg/ml the exosomes secreted by HUVEC in which ATG5 decreased could
inhibit the proliferation of VSMC. Conclusion ATGS5 regulates VSMC proliferation by mediating endothelial exo—

somes.
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1 Micro-CT (n=10 x %s)
CON DXM DXM + Lira F P
BMD ( mg/cm?) 282.29 £49.02 187.57 +44.69" 280. 16 +66.08* 4.24 0.04
BV/TV 0.32 +0.08 0.20 +0.08" 0.24 +0.07 4.83 0.03
Tb.N (mm ') 4.94 £0.15 3.32£0.15" 4.19£1.13 6.87 0.01
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Th. Sp (' mm) 0.20 +0.01 0.30 +0.01" 0.24 +0.09 4.17 0.05
Conn. D ( mm ~3) 132.38 £15.08 68.75 +11.28" 119.28 +25.27* 15.02 0.00
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Liraglutide relieves glucocorticoid osteoporosis in rats

through autophagy and improvement of oxidative stress
Yang Jing Yang Lina Ding Tingting et al
( Dept of Endocrinology The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective 'To investigate the effects of liraglutide on glucocorticoid-induce osteoporosis rats and the
possible mechanism. Methods Thirty healthy 8-week-old male SD rats were randomly divided into normal control
group dexamethasone group and dexamethasone + liraglutide intervention group. After 12 weeks of intervention
BMD and bone microstructure were measured by Micro-CT. The kits were used to detect the content of reactive oxy—
gen species ( ROS)  superoxide dismutase ( SOD) and malondialdehyde ( MDA) in bone tissue Western blot was
used to detect autophagy specific protein Beclind  AtgS p62 / SQSTMIW and Mapld.C3-]I expression level.
Results In the dexamethasone group the bone density ( BMD) trabecular bone volume ratio ( BV/TV)  trabec—
ular bone volume ( Th. N) trabecular bone thickness ( Tb. Th) and bone size of the distal femur Beam spacing
(Tb. Sp) and trabecular bone connection density ( Conn. D) were lower than those in the control group. The con—
tent of oxidative stress products ROS and MDA in bone tissue increased the antioxidant enzyme SOD activity was
reduced and the expression levels of autophagy related proteins Beclind  Atg5 and Mapl4.C3-][ increased and
the expression level of p62/SQSTM1W protein decreased ( all P <0.05) . Bone density and bone microstructure of
rats in the liraglutide intervention group were improved ROS and MDA content in bone tissue reduced antioxidant
enzyme SOD activity was increased and the expression levels of autophagy-related proteins Beclind  Atg5 and
Mapl-LC3-I decreased and the expression level of p62/SQSTM1W protein increased( all P <0.05) . Conclu-
tion Liraglutide can improve osteoporosis caused by glucocorticoids and its mechanism may be related to adjus—
ting autophagy and improving oxidative stress.
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