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Supplemental Figure 2. Laser-microdissection of mur ine atherosclerotic 

plaques. An unstained section of the aorta of Apoe-/- mice after 3 months of a HCD is 

shown before the lesions were micro-dissected. Following laser microdissection, the 

aortic lesions outlined by red color were cut from the sections of the aortic root and 

used for the miRNA RT-PCR array. Non-atherosclerotic vessel wall outlined by the 

yellow color was cut from the same sections used as the control of miRNA RT-PCR 

array. Scale bars, 100 µm. 
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Supplemental Figure 3.  Differentially expressed miRNAs during atherogenesi s 

in Apoe-/- mice. (A) The miRNA expression profile of atherosclerotic lesions from 



16 
 

aortic roots was compared to that of non-atherosclerotic arterial tissues from Apoe-/- 

mice that had been fed an HCD for 10 months, as assessed by a qRT-PCR array of 

laser-microdissected samples. Significantly up- or down-regulated miRNAs are 

shown. p < 0.05; n = 3-4 mice from each group. (B) miRNAs expressed differently in 

advanced atherosclerotic lesions compared to early lesions from Apoe-/- mice after 10 

and 3 months of an HCD, respectively, as determined by a qRT-PCR array of 

laser-microdissected samples are depicted. Significantly up- and down-regulated 

miRNAs are shown. p < 0.05; n = 3-4 mice from each group. (C) Changes in the 

miRNA expression profiles from non-atherosclerotic arterial walls after 10 months of 

an HCD compared to those after 3 months of an HCD, as determined by a qRT-PCR 

array of laser-microdissected samples are depicted. Significantly regulated miRNAs 

are shown. p < 0.05; n = 3-4 mice from each group. 
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Supplemental Figure 4. Regulation of miR-342-5p expression in BMDMs. A. 

miR-342-5p expression at different time points (12 h, 24 h and 48 h) after LPS/IFN-γ 

stimulation. *p < 0.05, ***p < 0.005; n = 4. B. miR-342-5p expression was determined 

in BMDMs at 48 h after stimulation with nLDL, moxLDL, or oxLDL. *p < 0.05; n = 3. 
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Supplemental Figure 5. Stimulation with LPS/IFN- γγγγ induces nitrite production, 

TNFαααα and IL6 in BMDMS. The concentration of nitrite (A), TNFα (B) and IL6 (C) 

were determined in the culture medium of BMDMs with or without 

LPS/IFN-γ-stimulation. *p < 0.05, ***p < 0.005; n = 3-4. 
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Supplemental Figure 6. miR-342-5p promotes lipid uptake of BMDMs. (A) The Oil 

red O-stained area was studied in untreated BMDMs and BMDMs treated with acLDL. 

(B) The effect of the miR-342-5p inhibitor on lipid accumulation in BMDMs treated 

with acLDL was compared with the effect of non-targeting LNA oligonucleotides in the 

control group. *p < 0.05; n = 4. Scale bars, 50 µm. 
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Supplemental Figure 7. miR-324-5p does not target the 3’-UTR of Nfkb2. The 

luciferase activity in HEK293 cells transfected with the psiCHECK-2 vector with or 

without the Nfkb2 3’-UTR was quantified 48 h after the transfection of a miR-342-5p 

or control mimic (30 nM). The graph represents the Firefly luciferase activity 

normalized to the control mimic. n = 4. The means ± the SEM are shown. 
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Supplemental Figure 8. Sequence alignment of miR-342-5p with the predicted 

target site in the Bmpr2 and Akt1 3' untranslated regions (UTRs). Mutations in 

the 3'-UTRs (bold) were engineered in the region complementary to the miR-342-5p 

seed region (yellow). 
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Supplemental Figure 9. The expression of Akt1 and Bmpr2 mRNA was quantified in 

unstimulated BMDMs (vehicle) and in BMDMs stimulated with LPS and IFN-γ or with 

IL-4. *p < 0.05 versus all other groups; n = 4. 
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Supplemental Figure 10. Silencing of Akt1 and Bmpr2  expression in BMDMs. 

The suppression of Akt1 (A) and Bmpr2 (B) expression at the mRNA (left) and protein 

(right) level was determined in LPS/IFN-γ−stimulated BMDMs treated with the 

miR-342-5p inhibitor using RNA interference (siAkt1 or siBmpr2) compared with 

those treated with a non-targeting siRNA (siCtrl). *p < 0.05 versus siCtrl; n = 4. 
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Supplemental Figure 11.  The effects of a miR-342-5p antagomir on the cellular 

content of atherosclerotic lesions.  (A) The relative content of macrophages (Mac-2 

immunostaining) in atherosclerotic lesions from partially ligated carotid arteries was 

determined by immunostaining in Apoe-/- mice treated with the miR-342-5p antagomir 

or a control antagomir. Representative immunostainings are shown. Scale bars, 100 

µm. (B) The relative content of SMCs (SMA immunostaining) in atherosclerotic 

lesions from partially ligated carotid arteries was assessed by immunostaining in 

Apoe-/- mice treated with an miR-342-5p antagomir or a control antagomir. 

Representative immunostainings are shown. Scale bars, 100 µm. 
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Supplemental Figure 12. miR-342-5p antagomir treatment and cholesterol 

levels. The serum cholesterol levels of Apoe-/- mice 42 days after partial carotid 

ligation and perivascular treatment with a miR-342-5p antagomir or a control 

antagomir are depicted. n = 5-6 mice from each group. The means ± the SEM are 

shown. 
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