Supplementary methods
Surfactant protein-D (SP-D) measurement
We collected blood samples from the orbital venous plexus of anesthetized mice under anticoagulant (heparin) conditions, followed by centrifugation at 800 × g (TOMY/MX-300) for 10 min at 4°C and supernatant (plasma) collection. Plasma samples were assayed for SP-D concentration by enzyme-linked immunosorbent assay. We used the rat/mouse SP-D kit (Yamasa Co., Chiba, Japan) for the assay in accordance with the protocol. 
Histological analysis
The isolated lung samples were expanded in 4% paraformaldehyde and fixed in paraformaldehyde for more than 24 h, and then paraffin-embedded. The sections were sliced at 3 μm thick, placed on glass slides, and then dried for specimen preparation. The specimens were deparaffinized and stained by hematoxylin and eosin (HE) and Elastica Masson–Goldner (EMG) to assess cell infiltration and collagen deposition. We then evaluated these specimens immunohistologically. To inactivate endogenous peroxidase, we treated the deparaffinized sections with 0.3% hydrogen peroxide/methanol for 30 min. For antigen retrieval, we incubated sections for type I collagen in 0.1% pepsin in 0.01 N HCl for 90 min at 37°C, autoclaved sections for α-smooth muscle actin (α-SMA) at 120°C for 20 min in 0.01 M citrate buffer (pH 6.0), and treated sections for F4/80 in a microwave oven at 600 W for 3 min and then at 200 W for 17 min. Moreover, we incubated sections at 37°C for 90 min with each primary antibody. Antibodies used for immunohistochemistry were as follows: anti-human type I collagen goat polyclonal antibody (1:150 dilution, SouthernBiotech, Birmingham, AL, USA), anti-human α-SMA mouse monoclonal antibody (1:200 dilution, Dako, Glostrup, Denmark), and anti-mouse F4/80 rabbit monoclonal antibody (1:60 dilution, Cell Signaling Technology, Danvers, Massachusetts, USA). We used Simple Stain Mouse MAX PO (Nichirei Bioscience, Tokyo, Japan) for the secondary antibodies, which were subjected to the following incubation conditions: 25°C for 30 min for Type I collagen and F4/80, and 25°C for 10 min for α-SMA. For α-SMA, mouse tissues were treated with blocking reagent A (Nichirei Bioscience, Tokyo, Japan) before primary antibody treatment and blocking reagent B (Nichirei Bioscience, Tokyo, Japan) before secondary antibody treatment to prevent nonspecific adsorption of antibodies to the tissues. Finally, after coloration with 3,3′-diaminobenzidine and H2O2, nuclear staining was performed with Mayer's hematoxylin stain.
Measurement of total collagen content 
The total collagen content in mouse lung tissue was quantified using the Total Collagen Assay Kit (QuickZyme Biosciences B.V.) according to the manufacturer’s instructions. Hydroxyproline is a nonprotein constituent amino acid present in collagen, and the kit allowed the colorimetric quantification of hydroxyproline residues obtained by collagen hydrolysis.
Flow cytometry analysis of lung tissue and peripheral blood
First, we prepared cell suspensions for the flow cytometric analysis of lungs as follows. Using a pair of scissors, we shredded the isolated lung samples into 1-mm squares. Furthermore, we incubated them in RPMI 1640 (Fujifilm Wako Pure Chemical) with 5% fetal bovine serum (FBS), 10 mM HEPES (Nacalai Tesque), 100 U/mL penicillin/streptomycin (Nacalai Tesque), 100 U/mL collagenase (Merck Millipore), and 2 U/mL DNase (Merck Millipore) for 1 h at 37°C and 1200 rpm on ThermoMixer (Eppendorf). At 30 min after the start of incubation, we agitated the cells 20 times using a 21G needle, and after 1 h, we agitated them 10 times using a 23G needle. The suspended cells were strained using a 70 μm cell strainer (Falcon) to remove tissue residue, followed by washing through centrifugation at 800 × g (TOMY / MX-300) at 4°C for 3 min and resuspension in 2% FBS/phosphate-buffered solution (PBS) to obtain cell suspension.
Blood samples were collected from the orbital venous plexus under isoflurane anesthesia with the use of an anticoagulant (heparin). We separated the blood cell component of the precipitate by centrifugation at 800 × g (TOMY/MX-300) at 4°C for 10 min. After collecting plasma, we broke up the precipitate by tapping and then mixed the blood cell component with 15 mL of Red Blood Cell Lysis Buffer and rested it at 25°C for 5 min. We eliminated this buffer by removing the supernatant after centrifugation at 300 × g (TOMY/LC-220) at 25°C for 10 min. The cells were washed with PBS, strained using a 70 μm cell strainer to remove aggregation, and resuspended in 2% FBS/PBS. 
Cell suspensions of the lung and peripheral blood obtained by the abovementioned treatment were stained with Zombie Aqua reagent (BioLegend) for 10 min at 4°C to distinguish dead cells, blocked for Fc receptors by adding unlabeled anti-CD16/32 antibody (Bio X Cell) for 10 min at 4°C, and then stained with fluorescently labeled antibody for 20 min at 4°C. We used the following antibodies: Ly-6C-Pacific Blue (1:600 dilution, BioLegend), CD45-FITC (1:400 dilution, BioLegend), CD11b-PE (1:400 dilution, BioLegend), Siglec-F-PE-CF594 (1:200 dilution, BD biosciences), MHC Class II-PerCP-Cy5.5 (1:400 dilution, BioLegend), CD206-Alexa Fluor647 (1:200 dilution, BioLegend), Ly-6G-Alexa Fluor700 (1:200 dilution, BioLegend), and CD86-APC-Cy7 (1:200 dilution, BioLegend). In addition, flow cytometry data were obtained from FACS LSR FotessanX-20. Monocytes/macrophages were defined as CD45+SiglecF-CD11b+Ly-6G-, M1 macrophages as CD45+SiglecF-CD11b+Ly-6G-CD86+, M2 macrophages as CD45+SiglecF-CD11b+Ly-6G-CD206+, monocytes as CD45+SiglecF-CD11b+Ly-6G-Ly-6ChiMHCII-, and neutrophils as CD45+SiglecF-CD11b+Ly-6G+ (Supplementary Figure 1).
Quantitative polymerase chain reaction (PCR)
Total RNA was extracted using the RNeasy Mini Kit (QIAGEN) according to the protocol. The extracted RNA was then reverse-transcribed into complementary DNA (cDNA) by using the High Capacity cDNA Reverse Transcription Kits (Thermo Fisher Scientific). Moreover, mRNA was quantified using the QuantStudio3 real-time PCR system (Thermo Fisher Scientific) and TaqMan® Gene Expression Assays (Applied Biosystems). The assay IDs were as follows: Gapdh: Mm99999915_g1, Ccl2: Mm00441242_m1, Col1a1: Mm00801666_g1, Spp1: Mm00436767_m1, and Timp-1: Mm00441818_m1. We used Gapdh as the endogenous control, and the expression levels of Ccl2, Col1a1, Spp1, and Timp-1 were quantified relative to the endogenous control by using the ΔΔCt method. The mean expression level in the untreated group that received neither BLM administration nor DSF treatment was taken as 1, and the expression level was calculated.






Supplementary Figure 1. 
Gating strategy used to identify myeloid-cell subsets in the mouse lung tissue and peripheral blood by flow cytometry
A sequential gating strategy was used to identify populations expressing the following markers: monocytes/macrophages (CD45+SiglecF-CD11b+Ly-6G-), M1 macrophages (CD45+SiglecF-CD11b+Ly-6G-CD86+), M2 macrophages (CD45+SiglecF-CD11b+Ly-6G-CD206+), monocytes (CD45+SiglecF-CD11b+Ly-6G-Ly-6ChiMHCII-), and neutrophils (CD45+SiglecF-CD11b+Ly-6G+). 

