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P i R DI RE AR RS R A, 38 BERE AR AL T 25 W 1)
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JE o ARTCXS Gln 75 71 Ak 38 i gg A8 5 00 1 1 e Al —
ZEIR
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Gln %44 2 — 4k -4 - WL R T R, J2 43 A R
AITERE , L - Gln S 8 1 B0 & M B i i 24 252 . Gln
JE R R W AR LT R (non - essential
amino acid ,NEAA) ,Z 5K 2 Fp A= fb [ b, & Wi
WAL IR o R R AVE Z AR W TR Y B U
BLRARICUESE , Gln 1) 22 1t Ak 4 (1 I 08 R 56 3.9 L)
R, Ry W 1 R I R 4 AR A ik A

T I A0 M b P ) Gln 28 by 20 i JE B 4 2
W2 7% Wi % 1 & (SLC1AS/SLCTAS ) Bt A 20 M1, 75 4
Z WM 1 ( glutaminase , GLS ) fEAL T A2 A Z R ( glu-
tamate , Glu) ; Glu 28 il X #% iz 14 52 46 40 Jfd 1 bk 2 iz
HEA M 52 2 e &R , Glu [ Gly #1 Cys =& & A
JBEH Ik ( glutathione, GSH) ; # A LKL /K N 1Y Gln 7E
GLS1/2 fEHI T 77 4 Glu, 16 4% 2 1R It % B ( glutam-
mate dehydrogenase, GDH) B{ & & ik ¥ Bt £ 8 5% & i
(glutamic oxaloacetic transaminase, GOT) /E H T /= 4
o — Wi — 2 (a - ketoglutarate , o — KG) , [0l #p = & iR
& 5 ( tricarboxylic acid cycle, TCA) JiE 4 ; Gln A0 i
P HE ) NADPH 2B ¥4 il GSH Tl 5 Gln 285
ZFEEIEENZ 5 EEZIRN S . Glu fRh
H BT RS A MR AR AL OB, 4 45 40 N A Al
07 RS B B, O 40 i B L i A A B ATPYY L g R I
(oncogene) 519 FL K] (anti — oncogene ) £ 5 Gln X
EAH G Tl RN B AR Y 2Rk

= .GIn 5pyE

i 96 240 A R R G R i SR, AL 4 AR
F IR BEE A IR 55 . Warburg 20 8 H3 ik
68 20 e A A SO 2 B B A AT SRR S TR R A b
PEfi o (HGI R & BLVF 22 MR AT Gln 4243 g
Gln iy rp (R TCA T 3R 42 i fE &, Gln I AR o
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A R AL y AL LA ORIE T Gln (9 Glu nl 3@ i %
BAEAE G 2 FhAE 0 5 SRR . IR 20 M 2ok 1K
HREHAT Gln A, o7 DL 2 L i 4% 32 Gln 3 4ok
PEATACHE, XS Gln 1956 iz 3 J3 i i 1E % 40, Gln 31
FE I TN IEH Tl 10 %, B AR BEAR A= 22 1R i
fe AR BB B R Y b R 4 B, X Gln YRR SR T £
Gln 2 i 9o 240 JH A= A I A 0, S G A K R8G0G5
BEUR o A 20 M AR HROA B Y Gl {65 1 Y A 1 3 40
U Gln e B2 B TR 3, 5 ZI00 Al P 1 5 2 i
REVRAN R , A KA 5 B T A2 18, 1 Ak 18 26 157 52 )
RERRAR SR e RGBT D RE T R Sy DI RE [
AR T 8 e 8 A R ) KUK, 5 BOR 5 R e T R
SIE 189 5 A R TR 200 T B 1

Gln 7£ Gls fEA T ¥ 2% & Glu, Glu,Cys 1 Gly =
H A AT BEH K (glutathione, GSH) . GSH JZ ZH Jfg 4
FE BT AL R, B 88 X T 40 i PR R DNA
Pz, PR AP B 200 i 5 52 S8 AL 450007 , I Rg 40 9 GSHL K
PR R 2H e A HG LA I e Y G B RO B AR
Frei o BT LAAERE GSH (It R S6F i 9 40 i A A7
AR ECEZ, AR ESNEME Gln, 7T T 5 MUK i
WOFNIE #2020 GSH JKF-, i J88 40 L 9 GSH 7K - JUJ A1
X R, HLIARRE 214 GSH BB I bR %0 & 2, 41 i
i I ik S AR B, 470 A A 1 R ) i o T A ol iR 4 i
(L A S T B R S R A g s

Gln A2 fit Ji 200 i A A 11 48 5 Y 0 S22 08},
Z 5 E BRI RN Bins R LED
(mammalian target of rapamycin, mTOR1) & & ¥ 155
HEE RS S S T A T A B R TR N B9 2 R R
fi % i B . Nieklin %61 % B Gln fy 5 ORI 1
Xf mTORCY 3 % (9 15 A6 2 20 75 19, 1 mTORCI {5 538
B T UL 5 Gln AR 0 mTORCI {5 53 %
Z: 5 19 40 e g QI R B0 iR AR A TR O 1 o

928 240 0 e Ao IR R R DR R O g R L AR
i Gln B EIRE A NS, B ETIA S BOE ) E 2
TR BE K2 MYC R KRAS PR, 25 37 119 41 98 2 (K]
W pS3. ASCT2 1 Gln #E A 0G4 HE , 22 MYC
T HE A TEMR AN P, MY C BE 198 ASCT2 JK
-, B GLS i 1, 2 7E i 8 40 X Gln i £5 ORI A
FY L LN RAS 25 Z Rl Ak b 19 & 2k R
Ji , REARE E b V8 200 B0 W B e A A W T RE B AU
W B b KRAS SEDR SR 12 % 60 F A 828
KRAS gl I\ Sy S T30 F1i2 0 M3 19 4 2 o Son
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TN L 200 R /0N i 28 S 0 i 25 A A SR R R O RE DR )
[t 1EH BT A TE AT B B D RE , 7R WS Rl
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I7 I BETE A RSN LLTE R RREA , (EAT 3 BOH fbiE
RSOy, R BN L KRt B2 I T A I
7 ) R SO R IR SE B v, e B E Ok o R 2
th GSH By e B 7T 35 2 1E 40 M % 10 4%, vk Y
GSH 7] B A% b e 40 B SOURR S, 77 AR T 25 0 I A
H GSH ik = 3R] ZAL 7 8 AN BRI 22, [ MR
AR IE e B8 B X AR IT T 52 . BESE A AR FE Gln
RE A ALK 68 200 L P9 GSH 1y ¥k B, 384 Jim fieb 97 &40 i XF £k
I7 245 ) B BB RE A A J 8 b e A i R 2R R
P T T R D RE , By Lk 40 R RS L K B L
S AL B, AR AL T T B J 3 b I B A5 e 3
PR R AT SR R R R RO T
UL Gln B3 %7 31 Ak 38 b8 £ BB IRl B, AN AR
BERAEFIE FRY B S5 08 S T RE R P IR R
T AR BEAR SR o IR AL ST R E AN RSN,
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PR TE 5 4 MR - Gl 1) O 58 20 45 1 oy BF 5 119 56 B 1)
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