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Abstract: GCN2 is a kind of to a stress-responsive serine/threonine kinase, which is responsible for sensing a series of responses after
amino acid deficiency stress in the integrative stress response. The activation of GCN2 plays a key regulatory role in cellular oxidative
stress, proteotoxicity, angiogenesis, proliferation, autophagy, apoptosis, immunity, and has a certain correlation with the occurrence
and development of tumours, myocardial injury, lung fibrosis, etc. This article reviews the biological functions, structural
characteristics, mechanism of action, disease relevance, and it also analyses the status quo of research on GCN2 inhibitors or agonists
and focus on highlighting the clinical application potential of GCN2 inhibitors or agonists in the field of cancer treatment. So as to
provide a reference for the development of new drugs targeting GCN2 kinase.
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Fig.2 GCN2-mediated axis in ISR
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P HEK ATAEANIR 355, . Tang Z102HRIE, /Ny
TR R B e g8 e, K
FE I8 i T AN HR BE R, mT ABE GCN2, il
R A AR S 1 . BT REL, ST ER ) PERK ¥
B 7] GSK157 A1 AMGA4 7648 FH Rk B s T
RCAPH R BE I, 0] DABOE GCN2M3, 3 #,
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Thomson %504 [ F 1 1HG T —F 1 GCN2 3
B3 HC-7366, 245 BRA Fi4h S W H R 4F i Hii e
W, H5 GON2 fIFRIEIEM .

3.2 GCN2 5iLIERR

SRR (THD) 7RG ARG H AT g 51 i
OO IUER I/ TR (VR Hig5les-eol, g R lixt
YERE O IEH SR ThRE S S EH TR, RE 2 4 b
FRE TR AR, C N2 O VR i
Zy I ) SR T R R 1671,

LRI, B TR EFERIRIR, 2R
TREO M KU L RSB IEH IS R AR R
Ho s R (BCAA), H%IER. wa G
SERRAR, R OIHLF AT A —H D FHE
FES. Li 2501, BCAA IR Eal4i%] GCN2,
HET_E SIS s K 7-6 (ATF6), ATF6 /St
B S D BE 52 -0 (PPAR-a) F L3, 5l
2 FAO MHSCIEN A L, HEmiA SR L A s
PE, AL AT UR B 8UK . (H A B AR,
GCN2 5.0 13 foe, GCN2 fldiilar Lt
T2 A Bel-2, HEMioR OUURT ThEE, 16Eshik
A7 5 O WU JEE 1) 4 7 35 g RS AR v 70 1 458 4
FH81, bAh, GCN2 7R A sz b is 254k
BRIV GRS CEAER, fARigshnlhE
A GCN2 JH i elF20/ATF4 G821 315
SRR ) 2 2R 51 RS 1)/ BRI 473100
3.3 GCN2 S5} RS &R

Ji Bl ik e F. CPHD AT3 9 A2 5 7 DR g 350 1190 6
2o MBI TEE], GCN2 ] p.K187 fs XUZAL
FERIRAE Je p.Q558*ali & ALY e~ PH 1A%
Sy B R A0,

its 41 44X A& — ol ATV 1 20 4 EE 3 M RRAE 1)
A8 PR AT P I 5B 05 o A T I 29%~T 7% P il 41
Ytk B FEREE PHUY, BFRIRIETD, FHLF4Eik i
H I Efb RS PH B LR B RIS ST
LT 4k KRR R GCN2 & ARIE RREIK,
GCN27-5:[H] T 78 K BRUTE 1R 87 22 b B2 )5 il < Joft 2F
Yetb (M E K PH FEEEINE], $/RTE PH. filif
e S5 Z A< PH HF, GCN2 Jy PH A3t
A (P B AE M) FIs AR BB R 2 — o STl AF b
R ZIT A FEIA R, i GCN2 15k
KA RE S IR £F- 4k, DR, i PR 76 4 ) GCN2
1 ) 50 7 767 2 F A R o RSO R e o R s 4 ¢
122 TR B

o P U M S P — 1 1 2 4 B A E 1
PN, HHENTE T 400 9 (Th9) M) 4/ 2 9
(IL-9) A hn ZE ik 1k BE i 73] . Wang S U4RF 78 K B,
GCN2 [MFERFRIEGREK, T CD4AT T 415 %
fi%, s Th sz kb, B 109 14
W, VAR I U B M IR
34 GCN2 5H (xR

GCN2 4% 2 Bl NI , 4wl JRAm « i 107
o2 ST A 93 55 75 Xiao S5UOF 783K A
AR KBk Z AT I0E GCN2, #E— 54| mTORC1
FHICIE RS, FE SR i, o R R U
BT 2 BN IR B 0 ] . Guo 2V
TR, L T/NRCERRZ KT 7d )5,
GCN2 HE R m B i /N B, o 30 3 25 1) B U A s A2
PE, T GCN2 R iR 17N B, e g 105 -6 i v 12
TR, - BIRFORI, i RO 22 S R R A,
GCN2 [ 5 2 R Bk = 1 B 0, I 0 i) g 77 2
Sk R P AR & R 1) 3k o Spaulding S5 78I
FORBL, TSR (021 Bs (2 3t T JHE -1 UL 28 40
(CMT) WREERE, 1Tl GCN2iB FIf# il GCN2
BRI T B FE 2054, HEWH] GCN2
ot ISR AR CMT JETERIIGIT Kl . Peng 2517
LRI, BRI = TS GCN2, #HiM ik S
RFEW D, RPN RCE IE S 2wk i B34
Sturmlechner Z£BOHF 57 & B, GCN2 KIS nl 5] &
B /N AN PR S s e, BRI S B N e e
Y5 PR e o
4 GCN2 HHXAY LR
4.1 FhEZHY)

GCN2 Bl AE M I E A E 2, wILME
SR e it R R kR R, BRI EGR T
R KRN MR S . 7E DNA #f. SIEBEE = .
A A R R, ATBUE GCN2-elF20-
ATF4-ISR JxMfh, Hig i DDIT3. TRIB3 %%
RLPEFER R IE, AT A A A7 . ST, 18
FREMEE e = . KA P 20 S8 1t B I
N, ISR ATF4 ESE0E, Bl PUMA.
NDXA ST ERAMRIE, FEURIRILT.
I, BB AR A T GCN2 13| FIF1EEh
A, T AR T PR 7.

4.1.1 GCN2 15  GCN2 15N —Fh S s v 4
fitg, {E4ERFANARAS R CREM . H T GCN2 417
7 BRI R AR LI LR 1
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Table 1 Research and development status of GCN2 inhibitors
1) 751 44 FR JR A AR P VAT 1E RN it R B B
NMS-812 Nerviano Medical Uk RE L A I PERK 1 GCN2 XU E Hiil71], i&# IR 139
(NMS03597812) Sciences E g i ISR B1%, SR
T
GCN2iB Takeda VI L AT A 1 ASNase H8GT; BT MAPK @R IRERAT
GCN2-IN-7 RAPT Therapeutics {0208 ZEfR MDSCs AHICIH T 4lifdmitl,  IGARHT
WS T 40 M SG 58 75 14
AST-05X Aston Science SIS, RS H0E] ISRIER, SR MMIET: IR ET
PLH3481 HIRKRE LB GRS GCN2 e FF 301 71 I R

(1) NMS-812: Nerviano Medical Sciences /%
) —FhEr A, 50k, ATP 354+ PERK/GCN2 11
Hil7), EATRE ISR FIRITEE A RN (UPR) FIE
FEIR R (AAR) 7 SCHIRER SR -, HH 3
AP [ R e 2 ML AE SR AR S TS, 24 PERK
ZRFNHIN, GCN2 AMEMERGE . 2 K 1% i
(MM FHHARER 154 e B 13 B A 3 i
FEMHR . (R, NMS-812 il id %5 ER A& FE R [H
Z, AR ISR (R4 PR, SFEUMR A
P T AR AL KA S, A, B R N RAE 2023 4R
AACR HH5#%, £ MM [ 7ML, NMS-812
A 2 )5 nT BB AE K B ) R AL AR AR (E],
S MM 3 BEERAE 258 (1) B [R5 1% . NMS-812 {2
N RUFZ B R, RAEIRIRET A B A
A2 0 R AE DR B FR B PEREAE, (A2 H T4k
PR RN, EARAES] NSM-812 H KRR AT
FEHE . BB NMS-812 [EANT T BAIR PR 5% b
(NCT05027594), FHFIRRLEREE R HERHE
MM EE e W2 253 ysa
JREYE, BRI SR TR B R H P T IRRAT
¥ Mo HoxF ISRt PERK A GCN2 F s X E 5L )
YER, NMS-812 BA [FZKE/INE ), "l{EA MM
A A PERK/GCN2 KM M8 (176 9T 771

(2) GCN2iB: fH H i 25 K —F B A5 ATP
SEAERT GON2 $71), 75 468 Fhiflli it £ 14 57 ikt
H, BN GON2 Sl s Bl 99.5%, P2k
FFIAE (ICs0) N 2.4 nmol- L1, 7E MV-4-11 [ &
PEBELIM M (9 % (AML) ] F1 SU.86.86 (i fiRia)
4 H ) NS R A R R AR (CDXO B e,
i FH 254 GCN2iB (10 mg-kg™, HK 2 ) Al L-K
KWk HEEE (ASNase, 1000U-kg™!, R 11k 3T
YT, JTREN 14d, FAY% 2 3d. MEE] o

GCN2iB 8 ASNase X s 2B KA W2 50, 1
P G -2 B A RER, X 2 MR B
5K R S 1 (P=0.000 3 F1 P=0.003 8). It
Ah, 7E MV-4-11 #Rdr, BI{E7E(24 1 & o IRt
F Ao B AR KB, HF N i — SR A
7 GCN2 #pfil R B /E AL, B IeE e BE R A M
A (SNS) i FAE, 340 2tk bk EL 48 A 3 1
Jii (ALL) 4HA%F ASNase Uk, SEUM KR Al
A KPR, BCA T V2ulid 7 S80S MAPK @i,
il R AR T

(3) GCN2-IN-7: i Jackson Z&S3IEF 57 A 1 3 [F]
RIL, WIAIFS%] GCN2-IN-1. GCN2-IN-6 24
SMAEEYD,  F2% GON2-IN-7 1E A fEik il & HidktT
TR, A HAELF ) GON2 BlEEYE (ICso=
5 nmol- L™V, TEARAMFFH, K fRAEAIH Pan02
BEMTF WT Al GCN2 KO /MR, FRafRKE
150~200 mm? i}, 438 MDSCs, 5 ik 2 Fi4)
FCRUE CD8' T 4i g 3L 8597 3 d, WHFTIUESE GCN2-
IN-7 (600 nmol-L™", 3d) W EZ&f% MDSCs X} 3t
BE 7% CD8" T 4H M 34 58 i 0 i) -V 52 T 40 fia Fry 34 5
LA RS GCN2-KO HAH—8. ttah, wHFE N
/N A RENCA #2501 Balb/e /MR, H 4T
GCN2-IN-7 (15mgkg™!, ig, ®R 2 %) #4757 17d
BT, SRR GCN2 7EMYE (84%, n=3) Al
E (80%, n=3) HHLIh#HA BRI F/ER,
B 294/ ATF4 7KSP AR T IR iR T
21 65% (n=2), ZPBIBNIERIE T LL2 [FIFEF /N
PRI GOCN2-IN-7 (IR 2550, 45 KH, H
iRITIE (50 mg-kg !, ig, BER 2K, 17d) Zf
BRI 3 R A KA E R (B =
56%, P<<0.00001), JfHA[#E5% VEGFR /ST
ek 98 A R 1) 26 M 65%388 2 79%, P<<0.001),



* 2024 - FA8EFTH 2025578

%¥ry4ak £ Drug Evaluation Research

Vol. 48 No. 7 July 2025

W GCN2 57591 VEGFR J7 ik B — 2 Bk
71,

(4) AST-05X: Hi Aston Science 5 KRICT A
F A T R 1 GCN2 F1 PERK XUEE $1k 71841, HF 58
N GBI A B S IE S T Ak S5 GCN2
At (R e B AR YE, JFT 2024 4 AACR 5%,
AR Z 1) HT-1080 41 A, J&F ISR #H2cHE
IR R IEVE 43 BTt vl %1, AST-05X AJ B 24l HT-
1080 PUJRZHAR &2 GCN2 Fl ISR R 7 (Ui
1k elF2a. ATF. CHOP) HIFEIE (n=17), #H—5
BB T ISR IEEK AE FMLE, R AR N B A RS
JIWHEIT 250 H BT IELESR X 2P 7E IR 38Rk
PRI P AR AR TR 7 0, R R R A DI

TR R

A, £ GCN2 modulator-1. PLH3481 .
ISRM-6904 222 4> GCN2 1 7). 40T 1lfs AR i Ak &
BB, SR A DL s L SR AT U g A SR AR
4.1.2 GCN2 ¥zhil  HArs e SE e m £
Pl Canfig . AR B RBR AR 348 H A
FUNE R EEIGIT F B, KRR MG PR AR 75
AR A, INITHES) T 1% 0005 0 s K R .
L2 R, SRS Sh ) I R AT AT, Bz 2
% B AIE R W 5 RN 9%V B - NX P800 Al HC-7366 #2324
TRETHEFURT A E) . BARERIER GON2 Hsh7),
X2 BGE T GON2 B FIA B R, b
s

R2 GCN2 HapFIM IR
Table 2 Research status of GCN2 agonists

I EL S SR WAL SC AT £ R AL R B
NXP800 Nuvectis Pharma ORI . AR B% GCN2, BEFR1L elF2a, 55 IR 13
(CCT361814) YT

HC-7366 Hiber Cell 540 s . AML PGS ISR, FEANIE T &R 135

T-3861174 FCH 2 A b Bz 1 e BUE GCN2-ATF4 %42, S IR
Y

halofuginone EZ (eI T kLR WSROV, B TH IGRHT
JHLA U B HL e P v

OPB-171775 RE M 5 My i 1) 5 e L5 PDE3A M SLFN12 B = 08 KAl
AW, % GCN2 15 5

neratinib (EGFR ] Puma Biotechnology 2 I B 4 M JE 46 GCN2 Mg iiIs, Wog L

i)

GCN2/ATF4 15581

(1) NXP800: i Nuvectis Pharma A &) 1 & [
—FhTIRZINGS T GON2 BEBhFI5S), 5 3 Bl ik i
R E R 7 1 (HSF 1) #0151 Pasqua ZEBOHF 77
FESZ NXP800 % hERG (ICso>30 pmol-L™") Fl
CYP (ICso>10 pmol-L™1) ¥4 B & FFNHNE 1, I
HAE Caco-2 4HHESLEE R BT A INSE M
(Pappap-L=7.7X10%cm-s™!, efflux ratio=2.8), 1#
KB BIZ) 3 225 4 A el i, NXP800 EA R AFIY
CRAEFIFE (45%) FERAMERE (Cl=
24 mL-min"""kg™), PAEATERZMIEI (3.1 h).
A P 252 SR IR UE T2, NXP800 (35mg-kg™!, ig,
FR 1K, 20 d) Kt SK-OV-3 ) CDX #if BA K
T F e R S RS 1 i AR AR R EE 120%,
o5 24 ZH 1 AR R i e 3G K 2R B A TR IR A .
Nuvectis AT 2021 £ 12 HJA30 1T HHIG KRG

(NCT05226507) 71, FHrh Ta #1055 NXP80O [1)
IR (75, 150mg-kg™!, po, BEK 1 K/
R 2 R, ATV RRZAYIN &K 52 7 =
(MTD) BAK 11 ¥l R . Ib a0 & — I
EFRHAZETT 2. ARID1a 2875 137 B 41 i O 598 |
T B N IREAEOP B 2 b0 B RS
RS, HH 2t — P 5E NXP800 £ H Ax i
TR R 2 ERYIRT A AT 2024 4
5 [H1IA L PR A2y (SGO) A T AR I 45 L1881,
Ta JHIZ IR 1R YT H WA TR A R SN A il
gt G5 Z 1. BECRRE. RRERRSE, W
DR SR 5 e AR AR EL G /MR . IS 22 P
— MR, RIR SR ERIGRE R, KK
5 NXP800 FHI [ 4 /5 BA R vi o I Ta HHIH)
WIS Zian 2 5dE, ¥ 1o WA Z57&E 2 N 50, 70
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mg-kg-d”', F¥ CHACI. ATF3. ATF4. HSP27
S B 5 IR RIS AR AR AE R SRR P e U 4B A

Ak, FDA T 2022 4E 12 H#% 7 NXP800 T
TBITEHMN 2 ARID 1a 2875 Gl SLIE ) PUidm i 7%,
2023 4F 8 H, WENLIEFRZ T NXP800 L) LZ Bk,
T R97 IHE R,

(2) HC-7366: Hi Hiber Cell A & & A KR
TEPERT GON2 JEFEIE ST . I R AT S50 2 B 64,
HC-7366 %} GCN2 i B A REMENE, 1Cs H R
12 nmol-L™!, ZAb&I1E K R 253 5250 b AR
P8 (C1=0.20 mL-min kg ™!, #1,=6.3h). BiEME
RIF (Pappap-sL=9.7X 10 cm's™") FEZ55) AP,
{EE H AR AU 29%. BFF N B R BLE HC-
7366 il AT £h 5, HC-7366-K 7F 75 i 25 40 % i)
(FasSIF, pH 6.5) H ¥ i B LU B R =i 2 250 1%,
KRB ORI 2K B FE & (200000 mg-h-mL™1) F14:
VIR A (88%) AIHRTIZ) 3 1.

RN Z RS 25 R4 B, HC-7366 7 HT1080-.
DLD-1. FaDu. LNCap “&4fHff# 2 A~/ CDX 15
T R I ) 5 KB 24 Vi P RS e ()T 52 M - 7E AMIL
IR, HC-7366 X M0-M2 2468 7Y )
BT PR RI0, 828G 45 L B R HC-7366 (po, bid)
7£ 2 mg-kg ! FIE N Al 2R MOLM-16 (MO %Y
AML) RFREEREIR; 75 1. 3 mg-kg ' FIER Al {#
KG-1 (M1 8 g A A5i (s 2R KA 222
90%); 7E 3. 30 mg-kg ! FIEM X Kasumi-1 (M2
A0 e (1) e e A= A 2293 08 3% 77%; HC-
7366 T 10~ 30 mg-kg! ffEIAIT OCI-AML2 (M4
AL i ) e AR A 2R 73 70 47% M 51%; I
HiZZW)F 30 mg-kg VAT FIEX MV4-11(M5 1Y)
JIe g B e A KA 2R AN 45%. I IAB TR0,
# HC-7366 (3mg-kg™') 5 Venetoclax (BCL2 il
7, 50mg-kg™) BT MV4-11 ] FLT3-ITD 4%
R, AT FE RS ISR #8142 (ASNS Fl PSAT1 & H
i, FESERIATEA NOXA 1 PUMA, Ffk
DREEEMPER A . 7, AT AN R
i SI00A8/A9 /KT (P<0.01), PL GCN2 &K1
PER 7 Bk Venetoclax X MVA4-11 FIfi 251, I
WESEZIT R R A B R s, AT 22 26% 1
JiyRg T AR Y

H#r, HC-7366 4T 1 Hiilm IR0 5T B B
NCT05121948 fiff 5t FEd i “3+3 FlE i3 i )~
WRIZZ4W) (100 20, 40. 75. 125, 150mg-kg!,

po, BER 1R WIS 527 A 11 HR0 HEAE 77
B, [FINPEA 22 e A 32 1, HE NAE ALk
HEREERR A . S E . AR/l . i
B 20 P 5 2 AN SRR ), kAL, Hiber Cell 2
7] 2024 FJEEN T 2 1 AIRRIEAL, 4 0h HC-
7366 5 Belzutifan Bt A 8 7 B 4 @
(NCT06234605), F 114k Hoxf 132 B 4 ' 4 i
Ji&i (CCRCC) B3 12 4 | T 52 AR5 97 25019,
DL HC-7366 BXABTFLME 4ER=IEwia T 2R/
MEvaTE AML 8¢ MDS AML #£3% (NCT06285890),
2 W9 H AT3AL T-HE S0 B, B AR AR DG o

(3) neratinib: /& Puma Biotechnology /A & #iff &
() —FH AN ] 35 ()92 ErbB BRGEHNHIF], T 2017 4E4k
FDA fitif T HER2 FHA: 7L B, T
EGFR 742 () E /N e« Jise Jog BR 41 988 (GBMD
MR . Tang ZFO0K I, GCN2 s & GBM
MO neratinib f=AEMN 250, AHMIAFIE HZ) 80%,
1M neratinib J#IT B #2455 GCN2 gL Mk, s
GCN2/ATF4 15 ‘5181, 755 40 M a8 T A0 48 A
K (ICs50=100nmol-L 1), M58 HHu R SR
HHFFL R B4, neratinib 7RI E (<675 nmol-L ™)
I AT 50 GON2 JRBEEPE, 78 Sk B4, 3R
Je ST T B BT R AR M G R E, R EE
3| GCN2/ATFA 15 5 HleE o 51 &S 0 24 M U B
b R AR — R S R
42 SRGIREAY

WFFRER I, GCN2 WEETE % Fi A 2 R0 2
P RIEHERIMEM, AIEN 2RO A 6T
HA

Zhou ZEOIHF SRR, 7E K BRURG IR #6158
H A W77 NTF w38 5d 4% HSP90-GCN2-ATF4 i#
IR AR AN T2, 38 NTF HA &R 17
F o Yan ZE0ONE A4 Py #MERLIEST, Ponatinib A 411
HLC GRS ATP & RS T8 ATP 5=, fi
K GCN2 131 ISR T LU, A& FELRARTD)
REZ A, /NGB BRIRTS . 118 GCN2 ]
711 (0.5 pmol- L") A DATRBH B0 8% 175 5 1 O ik 55 1

GCN2 #iE B2 — M) NRF2 5K+, Al
it GSK-3p 4% T i NRF2 /K°F. mils GCN2 ]
oS FIEL PR /N R PH R 5 2 B RO e 2 N 2 1, Db
JH R = 9 T ] R S s A IR 7 R KT
GCN2iB tH R et AR RE/IN B i B AT FHE S
A5 P R AL N ST FE 7, 3K AT R AT AT AR 9%
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JE I 1 FHE I ROV T T S 1t 1 SRR R S B AR

Michael’7NHEE K3, GCN2 £ 4 d% 24 it
HHERZMEM, I R i SOEUR L, 5B
o2 AL B TR Z A B TP AETE . GCN2 i 58
S NRRIEOE, FEHIIE 2R . £ GCN2 SR 1/
B, DSS 5T M4 i 2 BURPETE Ry ROEREIRTE
TP, 57, GCN2 I 4 T
YHMLIE FRIIRE, ATAERR 0% RGP . k= GCN2
(1) 15 W 4 T2 2850075 ok 52 407 110 20 24 Pk R [T g2k
T3 H B s R NGRS

AL, GCON2 Bl 2R /)N BRALE L0 2 B B3 B3 26 4
B, ZRIN AR R 4 BR 7K, R 5 PR SE n
WG, GCN2 ] i 1 5 G2 40 it A k2 it 4]
Ty RIXFAMRER Gt m i R A 0 AR 1
e PSR, K48 SV, MCMV., HIV-1 %595
BIERG, HB)TE R A B g FA e

g LRTR, HATAE TR B GCN2 5
FEE TR I, AR GCN2 Wl -5 0ol 1 3
g~ AU B RS UG, HRIX R
FE AR TN, TR, HTIRE
GCN2 5505 R AEMIH LRI LE S 5 17, MR
B DAL= . FIRPR, R8T R GCN2 42
[ 25T, T 25 RE B B 2R (1) AR B D RE AN R A L)
DA AT RE 51 AL AN R A 22 A M ] R
5 4B

GCN2 BlE/E A ISR B E AR5y, 75T
JEAZ R N BRI IR B = AV 2 RIZF, 7E ISR P i
SEIBERRAEEIE A, P OE N R T
ATF4, B8 GCN2-eIF2a-ATF4 il 1 5 ISR, %
FAZANM A (R AR AR R BE T I S AR F ML

FERh R, GCN2-eIF2a-ATF4 1] 43 3@ it
FEAKEN E i GSH BI7KF, K77 ROS fas, Al
P 2 5 B PR SIS RS 0 S R ik = i, gk
VT H R E R A OCHEAR A& mTORC1 18 5, 4ERF4H
PRI AEAE, FEUCIEFE A, A A PR ik = 0 75 2
FER S E GON2 Fra 2 i, sk &R 15 4
ARMIEKE EATRRS, WiESHRERHET.
GCN2-elF20-ATF4 A1 1) 28 55 R ik = I & ST
FH4E . HIF-1o 8% PGC-1a ] VEGF ik Al i 4=
B I b R 2R, CERPRE R, 4] GCN2 B
PETT B VEGF IR0, el A8 A A4 i) g
Wi, ZEMRRHAREAREGERH, HE5R
Bk Z 5l GON2 BUdH# UIFHC, WA i

) 9 W2 ORI P A A A, T B4 AT
T2, (HMARIRBILFUEIIEH S GCN2 #2%, i
GCN2 i 5 IR TALE] S5 WERZ i . CHOP {21
T HE I b DL R 40 i o A =i 3 P iAo,
Ab, GCN2 B PTIsES e N2, et R 1
R

i b, ARICANEATT AR S5 T GCN2
(X A AL, GCON2 S 4 s TR mT AR
A0 A7 TG, L8 M R SR IS W] LIS 5 4 st
T2, BFxf 2 FH R BIALAET AT 43 3 F T GCN2 il 71
I EhFN TR« AHHE, GCN2 LEA [R5 34 3
Bh 5 B i s 0 B AR E LRI R B, R
TERE—PHEF: (1) ATFRR I ROEUR T8 M ek
REFE R AR SO, AT, AN AR R A I,
AR A3 BT R Ui I BEAR B SR I, (HZ AT
LA 20 A A7 RO 40 BT T 1 B AR A B R A 2
JEAEM, HA A2 3 HAh ISR BRI R (2)
WAL RS R 145 2 FAS ()2 FE 1 o7 7 40 B 26 A7 A 2
OGO T N2 e B HR P4, A DRI RLE 1) 2P
AL Tl R AT BRI R B, AR BRAIF I AR A RK
PE; (3) GCN2 FIBuE sl 5 2 Fgem CEk, 18
TER GCN2 11575 ik B 2% & e 6 6. GCN2 1) 1E
Tva) B8 [ 1 HR T A B R AR AN R SE, LR I
Jr i 5 1) GCN2 il 7R 751 359 A 30 B S 1)
AR, AH LA RS AT 2. H T,
GCN2 [Pl 7R 713 AR, e 2 7R
Ji R AT R A N, B GON2 BT W A
FH 0 S B 1R 2 WL FEDTR N AIE 72, GCN2 1) 351 R i
A BB — PR R, BAFRUEIR EE
TR} 245 (100 85 )5

FBHE AR ERRALF R

&
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