. @ VITU ACADEMIC
PUBLISHING PTE LTD

BIPET S et ZE DL SR Jeé

3 F

e — %

=

S KFEMEER HiERT 810012

H OE: TR -#AHdmercisX, 5NBEmMAL, BASHIRAN, MBdE5MXEOLSFTHR
T, EREMBPIIH ST, W ERIEBTEHEZEORARNREAL; EIURBTPERREMEMAE;, £4H
W 5 W TR A R ARAR ARG T . AL TR K R B T AR A S AR A B UG TR B T, AR KAL) BB R R 4, UG 4
BFEAX S TR EFRMETERE, RS AL T FROWERAEN ., K&K T4RAR 5 M B L A puh oo

.
KER . THEMIE; AT WUBIATR; MBS

Hd5
[E =2

FE2022 5 A HRIE AE S, A IR AR A R P B
H20007, AHKIEREL THHY0F, Akt —F
(49.2% ) #95EEH L AP, ABEFR (56.1% ) 49 HE L
TURB R AL WY, MR R ARRT A A EE, X
RAXHIEE., AL MBE. WIRE. BB, WRL
AREATHERRE, LRTEAMHE. TE. XK
UM . BB, ¥ EBEE Q0 RARaTaE, HAlL K
SRR EERXAFEREZRY, met T
AP H A T A MR N 0 L5, LREAK
EAN R A2 —, 2wt F 35 X BT i T
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Th K ¥ A B A2 P 4 B ST T B MR G 60 T A E B4
AE. P Mt B 5 T (regulated cell death, RCD) 2 &
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KR Z BRI (wicarboxylic acid cycle, TCA cycle )
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HESANE | 583%5/565 a

Advances in Mordern Medical
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RAFENUESE, FE 3250 R 30 A8 A s, DT 40 1 8
(18 5 AL AL BE 43 2 X CRC K BC JIge 240 it 4 P
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SRS R R, B T AR ES B9 7E CRC i
JeA 0 B RS i LR A A R S KT, IR ATP iR
%1% o ( ATPase copper transporting alpha, ATP7A ) H:[A
fIZeik, XEFEUETESA (reactive oxygen species, ROS)
MR ER, T fk 2 BT
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B CLPS 45433151 11 LUAD J8 5 XX B4k 7 25 W 1R3R 7
JO7 T AR Shen™ 5 AR SE W, HAFET FIERIET
P P AL RIVE T LUAD 80 42, ELRL R & 1l
(lipoic acid synthetase, LIAS) f& 335 5 LUAD 4 W5
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B ( ATPase copper transporting beta, ATP7B) JE[K fit 3
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7 AT S
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o RS P A N B2 F I i — 1 ( translocase of inner
mitochondrial membrane domain containing 1, TIMMDCI )
S A0 ) 2R AR B 1 ] LA 25 e /0 B 9 ( gastric cancer,
GC) AN FNAE RS, UEIWIA WSS 45 ki AT oy
RETE MR 10 & J P AR BE 2L, Sun % U A5 I 4041 T
48 X GC ULV R 2 AL 8 ARV B, R GC AL ZUR Y
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W HE 5 Ki-67 3R A B EA G, Mk BE 5 R 3 IV A A
B4 I 705 A /94K B2 21 B ( platelet to lymphpeyte ratio, PLR)
A HR R 20 /96K EL 20 ( neutrophil to lymphocyte ratio,
NLR ) FLAE 52 IEAH DG, 3 A L E A 2 0 P i e T A+
S JAE A KARE D Sun 258 KBRS R Y
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(renal cell carcinoma, RCC) ZffiZE 4+, RCCH FDXI )
FE AR IRV I G2 0 P V5 0 R G 28 G At o 3Rk ELA A G
P BRI T 3 RCCH 227 £ 3K 1 CRGs——FDX1 .
SRV R T -1 (metal regulatory transcription factor
L, MTFL) F2H i JE 30 26 1 40 ot Ve 8 il 41 ol B5 - 2A
(cyclin dependent kinase inhibitor 2A, CDKN2A ) | T4
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