
図１. mTOR 複合体（mTORC1, mTORC2）の両阻害が H3K27me3 と腫瘍の成長を抑制する 

APPENDIX（カラ-図掲載） 
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Figure 1. Primary ciliary dyskinesia (PCD)-derived human airway bronchial epithelial cells cultured 
using air-liquid interface method with conditional reprogramming culture (CRC). (A) Toluidine blue 
stain. (B) Immunofluorescence with anti-acetylated tubulin antibody visualizes the entire ciliary 
axonemes (green). (C) The defect of DNAH11 protein was confirmed after CRC in DNAH11-mutant 
PCD case. In control cells, DNAH11 protein (red) was localized to the proximal region of the ciliary 
axonemes. (D) Transmission electron microscopy of a cilium in PCD. The defect of outer dynein 
arms was maintained after CRC. Scale bars equal to (A-C) 20 μm, (D) 100 nm.
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