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WAL K RABEAL  qRT-PCR A4 ) 3 Bk 35 A AL AL 40 42 F miR-142-5p B R A KT 50 ng/L BALRIKE E &G
(ox-LDL) | A B * 20 f, o & -F 78 UL 20 B (VSMC) | A 48 6L 24 h J& | 423X 28 i, RNA , qRT-PCR #:-0 28 # F miR-
142-5p 89 F A KT, 235 B TR AR TR miR-142-5p w9 e L B | A5 b 2 B4R A W A2 fe A M ey B4 M, e
3% % miR-142-5p mimic mimic control ,miR-142-5p inhibitor . inhibitor control, Western blot #= qRT-PCR #& M miR-142-
5p *F¥e kB 69 AE A R X IR M miR-142-5p fede R E s EvE 0B 9 4E A, 4R miR-142-5p £ 3
PR AFRRALA R b Ak B 5 EH A AL £ F R F (P<0.01) , oo T 7 WLan i A 1K 28 BL2Z ox-LDL &l G
miR-142-5p #9 F A K 5 23T AR B AL, M B 902 ox-LDL )85 miR-142-5p #9 & ik /K 45 ) 89T 9
2HFH(P<0.01), FAMN miR-142-5p 9 ¥e L B A #4042 K B -F B2(TGF-B2) . miR-142-5p mimic 5 TGF-B2 k4% %
J& % HF& B 7 M R AR ; miR-142-5p mimic 28 TGF-B2 & & #= mRNA #) & iA /K F 5 mimic control 2848 ;b 8A B F M,
miR-142-5p inhibitor 28 TGF-B2 & & = mRNA # % A /K-F 15 inhibitor control 2848 Fb 8 27+ & (P<0.01) ;miR-142-5p
mimic 20 %8} 78 = % 80 £ 2 T mimic control 28, TGF-B2 siRNA £8 40 JtL A = £ ¥ 2 & T siRNA control 28 ( P<0.01) ,
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[ ABSTRACT ] Aim To study the expression of miR-142-5p in atherosclerosis tissues and its effect on human macro-
phage apoptosis. Methods Rat atherosclerosis model was constructed, qRT-PCR was used to detect the expression of
miR-142-5p in atherosclerotic tissues. 50 pg/L ox-LDL stimulated human macrophage, vascular smooth muscle cell, en-
dothelial cell for 24 h, qRT-PCR was used to detect the expression of miR-142-5p in the cells. Target gene prediction
software was used to predict the target gene of miR-142-5p, dual luciferase reporter gene was used to identify the target
gene. Cells were transfected with miR-142-5p mimic, mimic control, miR-142-5p inhibitor, inhibitor control into macro-
phage, Western blot and qRT-PCR were used to to detect the expression of miR-142-5p on target gene, the effect of miR-
142-5p and target gene on the apoptosis of macrophages was detected by flow cytometry. Results MiR-142-5p expres-
sion was up-regulated in atherosclerotic tissues compared with normal tissue, and the difference was significant ( P<0.01).
After stimulation with ox-LDL, the levels of miR-142-5p in vascular smooth muscle cells and endothelial cells did not
change significantly compared with before stimulation, but the level of miR-142-5p in the macrophages was significantly
higher than that before stimulation (P<0.01). Predicting the target gene of miR-142-5p was transforming growth factor-2
(TGF-B2). The luciferase activity was the lowest after transfection with miR-142-5p mimic and TGF-B2. The expression
of TGF-B2 protein and mRNA in miR-142-5p mimic group was significantly decreased compared with mimic control group
(P<0.01), the expression of TGF-B2 protein and mRNA in miR-142-5p inhibitor group was significantly higher than that
in inhibitor control group (P<0.01), the apoptosis rate of miR-142-5p mimic group was significantly higher than that of

mimic control group (P<0.01) , the apoptosis rate of TGF-B2 siRNA group was significantly higher than that of siRNA con-
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trol group (P<0.01).

Conclusion MiR-142-5p was over expressed in atherosclerosis tissues, and miR-142-5p could

promote the apoptosis of human macrophages by regulating the target gene TGF-B2.
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Figure 1. Expression of miR-142-5p in tissues and cells
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Figure 2. MiR-142-5p target gene prediction and luciferase

gene identification
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Figure 3. Regulation of miR-142-5p on expression of TGF-2 protein and mRNA
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Figure 4. Effect of miR-142-5p and TGF-32 gene on the apoptosis of macrophages
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