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Elucidation of the pathophysiology of brain death-related lung injury and
development of precaution and remedy -especially in relation to NPY and VEGF

NISHIWAKI, Kimitoshi
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The aim of the present study was to clarify the action mechanism of
neuropeptide Y (NPY), which was considered to be related to the cell permeability in neurogenic
pulmonary edema (NPE), using two in vitro cell permeability evaluation systems of human normal lung
microvascular endothelial cells (HWEC-L) and human bronchial epithelial cell lines Calu-3.

NPY at the concentration of 1.0E-7 M did not affect cell permeability in both systems. However, the
addition of macrophage medium treated with 1.0E-8 M NPY significantly increased the Calu-3 cell
permeability. These results suggest that NPY did not act directly on both endothelial and epithelial
cells, but could cause the increase in the lung epithelial cell permeability via macrophage
stimulation in NPE pathophysiology.
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HMVEC-L Lonza -2 EGM-2 2%
Lonza EGM-2 VEGF
Calu-3
AddexBio DMEM Dulbecco's Modified Eagle Medium
RPMI  Roswell Park Memorial Institute -1640 10% Fetal bovine
serum; FBS HyClone 100 units/mL G-100 pg/mL
THP-1 JCRB 10% FBS
RPMI-1640 50nM  phorbol 12-myristate 13-acetate (PMA)
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THP-1 CD11B
THP-1 PMA THP-1
Sigma RIPA nacalai tesgue
BCA (Pierce) Laemmli
S g
10 SDS-PAGE
Polyvinylidene Difluoride  PVDF MERCK MILLIPORE
PVDF 5%(wi/v) 0.1% Tween-20 Tris
TBST 1 1000
CD11B Cell Signaling Technology 4 Horseradish
Peroxidase (HRP) Cell Signaling 1 HRP
ATTO Amersham Imager 600 GE
Healthcare
1:10000 abcam
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