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Understanding and control of pathophysiology of thoracic surgical disease by
autophagy
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1. Analysis in lung cancer cells: Changes after glutaminolysis suppression
regarding glutamine-dependent proliferation, mTORC1 activity, autophagy induction ability were
analyzed usin? a lung cancer cell line. LC3 - Il level was measured as an index of auto?hagy
induction ability. It was found that cell proliferation was suppressed via mTORC1 signal suppression

and autophage induction by suppressing glutaminolysis.

2. Vascular endothelial damage model: In the mouse model, expression of p53 was found to be
enhanced when the vascular endothelium was exposed to stress such as ischemia and aging. It is
thought that p62 is involved in autophagy, but the direct association between P53 and P62 is

unknown, and further study is required.



RERF-LC-Al

QG56 RPMI 6

24 GIn
RPMI 2 10u M
BPTES 22

10
g/ mL E64d
2
NUuPAGE LC3
]
“ LoX

" human vascular smooth muscle
cells (HVSMC)

p62/SQSTML
p62/SQSTML NRF2
Tumor N HCv#2
Sample# 1 23 45 67 8 9

NT

kDa 191

p62/SQSTML
p62/SQSTML NRF2
p-p62 NRF2
HCV
100
67 DNA
5
cell line Sg-1, LK-2, LC-1/sq, EBC-1 -
RERF-LC-AI)
mammalian target of rapamycin complex 1 p62 p p62
(mTORC1)
No. 3
LC3-11 p62, p-p62
No. 9 No. 1,

4,5,7,8



p-p62 NRF2 No.
NGS
DNA
TP53,CDNK2B,
CDKN2A,PTEN
KEAP1

Ann Surg Oncol.2018 25(6):1564-1571.

KEAP
TCGA

2.0

17.1

Sci Rep. 2018 Jan 17;8(1):1005.

R
oy @
L

1.4

(relative values)
-
-
e

cco
(o3}
L

4 4

o
no
M

Quantification of LC3-Il expression
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