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Figure S1. Expression of mitochondrial genes and proteins in areas with mild and severe 

emphysema in lung tissue. Expression of mitochondria-encoded (A) and nuclear-encoded (B) 

mitochondrial genes was analyzed by RT-PCR and normalized to GAPDH levels. Protein expression 

was determined by Western blotting (C). Data were normalized to β-actin (D) and are shown as means 

± s.e.m (N=5-6 per group; * P < 0.05). 

 

 



 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Figure S2. Purity of primary ATII cells. Cytospins of freshly isolated ATII cells were stained 

for p63, CD68 and DAPI using immunofluorescence (N=3 lungs per group). Scale bar, 20 

µm. 
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Figure S3. Expression of PDI in ATII cells. PDI fluorescence intensity was analyzed in freshly 

isolated ATII cells stained with SP-C by immunofluorescence (N=3 per group; scale bar, 5 µm). 
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Figure S4. Ki67 expression in ATII cells. Lung tissue was obtained from nonsmokers (NS), 

smokers (SM), and emphysema patients (EM). ATII cells were identified using SP-C antibody 

by immunofluorescence). Quantification of Ki67 fluorescence intensity is shown. Data are 

shown as means ± s.e.m (N=3-4 per group; * P < 0.05; scale bar, 10 µm). 
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Figure S5. Expression of mitoribosome components, PTCD1 and PTCD3 in lung tissue. A- 

Expression of mitoribosomal 12S, 16S and the junction 12S-16S rRNA was assessed in lung tissue 

obtained from nonsmokers (NS), smokers (SM) and emphysema patients (EM) by RT-PCR. PTCD1 and 

PTCD3 mRNA and protein expression was evaluated by RT-PCR (B) and Western blotting (C), 

respectively. D – Protein quantification by densitometry analysis and normalization to vinculin is shown. 

Data were presented as means ± s.e.m (N=4-14 per group; * P < 0.05; ** P < 0.01). 

 



 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Figure S6. Expression of PTCD1 and PTCD3 in ATII cells. A - PTCD1 and PTCD3 expression was 

evaluated by Western blotting in ATII cells isolated from nonsmokers (NS), smokers (SM) and 

emphysema patients (EM). B – Protein quantification by densitometry analysis and normalization to 

vinculin is shown. Data were presented as means ± s.e.m (N=4-14 per group). 
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Figure S7. Expression of mitoribosome components in lung tissue. Lung tissue was obtained from 

nonsmokers (NS), smokers (SM) and emphysema patients (EM). MRPS27 and MRPL48 mRNA and 

protein expression was analyzed by RT-PCR (A) and Western blotting (B), respectively. C – Protein 

quantification by densitometry analysis and normalization to vinculin is shown. Data were presented as 

means ± s.e.m (N=4-14 per group). 

 



 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Figure S8. Model of the miR4485-3p-mediated negative feedback loop. 

 



 

Figure S9. Circulating miR1973 expression in plasma. Plasma samples were obtained from 

nonsmokers (NS), smokers (SM) and COPD (GOLD1 to GOLD4). Expression of circulating miR1973 

was determined by RT-PCR and results were normalized to U6. Data are shown as means ± s.e.m (N=4-

9 per group; * P < 0.05). 
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