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Research progress on branched-chain amino acid metabolism in cancer

XIONG Juan'", QUAN Chun-Tao™, XIE Ni**
(1 Hengyang Medical School, University of South China, Hengyang 421001, China;
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Abstract: The abnormal metabolism of branched-chain amino acids (BCAAs) in cancer has attracted lots of
attention. BCAAs include leucine, isoleucine and valine, which are not only fundamental protein constituents, but
also play critical roles in cancer progression. Numerous studies have found that the metabolic enzymes and
metabolites in the BCAAs metabolic pathway play regulatory roles in tumorigenesis and development, and
influence tumor epigenetic modification and immune response. Although some original research papers on the
regulation of tumors by BCAAs and their metabolites have been published, a systematic review is lacking.
Therefore, this review discusses the regulatory mechanisms of BCAA metabolism in cancer cells and how it affects
tumor progression, providing a theoretical basis for further development of combined tumor-targeted therapies.
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KRAS A F il kA B B LY, (HE
e, fhFellidk BCAA A BT e B aa g 7%
ANRARES,  Hslos B T 1 A A KPR R B
%Pl BT BCAA 78 R gt A2 b (i 1 2 A F ML
WARSR 2B A EE L2, N T AW
BCAA AR o] 2 5 9 i i Fi ok 1 A0 ¥ iff 328 3¢ R T
D Jeb e T B AR AR A, 3D SRR A R
JVRIT NS, AR T BCAA R &E Rz
AL AR B AR AR T R AR, % BCAA
AR 55 il I8 2 WS i A0 Jie 988 8 1) O R R AT 45
LA, BAVEIRTT T BCAA i B IS J8iE I IR
EITHIEEER .. 28 LRTid, A SCNIE B
BCAA R 842 R s b e 7 R A 7 3R AR5

1 BCAARIIHEESF R FX &R

MG T, BCAA EELA SEAR
HHE LRI 18%, ARG KZ IR H 1 o Lo U ik
63%!"". X =R EILER M I REME R SE I 2 4 SR,
HA /N B gk R SR, ST e TEAN R B
(20 25 FE b R EEAEH M. AR ) BCAA
FERIFETIREE A, WA 2R e A0S f 25,
BT ML AR I R AR R AR A R A TR
B o, SRS B AL R I R R A
EAEAY 1 (mTORCL) KIFEBEMEH, H 54K
%% Sestrin2 454, f# mTORCI iGLZ 541H(5
SRR, WE IR R 40 5E A
A (B 1), BCAA SR () AR 4 2 ok 2 AR H 22,
AT R A R e I S SRR A meE AR
Eiit. RIS EEY L ME RS Mk
(L-type amino acid transporters, LATs) 3K HU0h ) %
JE R DL 4E RF 38 B . LATs i 1 LAT1 (SLC7AS5).
LAT2 (SLC7A8). LAT3 (SLC43A1) Ml LAT4
(SLC43A2) B G2k ", e A s it e i st (o L o
I 5 SREAN TS R R S R N Ay U LATL AN
LAT2 1 95 L R AC e 12 i 0 7 U R R, e
. SRR, WA, BRI . LAT3 fil LAT4
T g8 R MR A R U LATL T A7
ET IR 4npofE b, 2Bt N BCAA 3%
WiE. B ST -1 (hypoxia-inducible factor-1,
HIF-1) 5 8t &% S [+ -2 (HIF-2) # o 3 [ 45 &
LAT1 % [H JE 3+ B S B2 44 (HRE), $0IA] 1
Wi LAT1 & H /K, (2 2E 1% 51 BF 40 e (glioblastoma,
GBM) 4l i X 57 4 28 B 198 1 Wl s LAT2 43 A7 38
mrz, EIEFEA g Rk M wiEd 5% R

R SR R 1T AL B8 JE B8 1 4F2 H4E (4F2he) 25
BT R R IEER, ki 4
M4k BCAA iz B4y . ik, BCAA b
WAL T 2ok A i) SLC25A44 HIERIZHE M
Bzt NERIR, 1IX—HI2% BCAA 2 524k khE
R IER EE 2, BCAA ENVARA A 1) £ AR
BB A EHE « % AFH (transamination). M2 AE H]
(decarboxylation). %1t 1EH (oxidation). BCAA A
CLIE b 5 S A Al S B 2 56 R % 2 B (branched-
chain amino transferase, BCAT) {4442 ple% N 1) 37 B
a- g (BCKAs), 5 a- fi5 L ig (KIC). - i p-
FEL R R (KMV) F o- Bl 5 %R (KIV). fEiX —3
P BCAAs )& 5 (-NH2) #5721 o i 1 — 1.
(0-KG) |, A piy & R (glutamate). BCKAs i i
JBi R S ML P S % o R I UG &2 A & (BCKDH) i
A B N [ B 2 (aldehyde acid), %25 — MR
(-COOH), FFREjig CO,™ . MRt — LA b N
XF LR R (keto acid). L, KIC 43 fif A il 20 1
il A 2Bk 2 B E (KIC NZERR ), KIV 2 fi )y
BRI G A (KIV NAERE ), KMV 53y £ 194
s A FIBEFARL A BE A (KMV BE A8 SRR . 2
BT A QU SRaLIE S R R ISR . IRITR Mk
B BORREAE AR OB S Y R R, Y
Jip e AR RN R A, (R I R A R R B it
Ab, BREARE Ak AT LU i B s B sl A B AR S S AT
XA R TR EIE R R A TE R, THRE
Fhahis A 2R MR 4, RN S S
LA RE B BRIEIER A S ST AT T R A A i
AR FARDS, IS H5ZRAMIESD, G A b
R EERRACHE . AR ERACH 2, 2 MR gi A
U G R A B B R U 4 AR S SO A I A
g A BRI S, i VBRI &
K (R B9 S T 0 A% R T B2 AH G R 2 (NRF2)
55, MammARtbiaibae 1. R 5 TS
LRI T PR A ROS 2B A3 N, BUSIREIFE S
K+ la (HIFlo) 5%, A TIEAMERERE T
MR ARG RS B T S 2, BCAA MITHEE. Bt
B BB R, TR S LA =)
BN =M (tricarboxylic acid, TCA) 73K, M A
PURSR LR (B D,

2 BCAARIEHEXESEMIEARPHIIER

2.1 BCAT7EREHHIER
SRR R & (BCAT) R T4 S8 IV B
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HCC <-- AKT signaling- >/« - - <«
EMT B

MTAS interact y “L,
LC<-- with HDAC2 -> <-- (b f\\ <]
c-Myc/Cyclin D1 &Y W9
signaling

Phosphorylation at Y246
CRC <-{bySrc -> EMT <-- <
MEK1 phosphorylation - >
MAPK signaling

BCAA (lle,Val,Leu) --->mTORC1
1
L LAT 1/2
a-KG T
BCAT1 --> BCATc
Glu BCAT2 --> BCATm
BCKA (KMV,KIV,KIC)
A PPMIK ) PY
'\\BCKDHA BCKDHA
T BOKDK -
- )
A & \
R-CoA Et ‘
. ]
““““““ Eaamenm | ‘f\Es
ey N Y E2
L 2 PPM1K -

BC <-- ERK2 phosphorylation -> | __ (@ !
MAPK signaling

Acetyl-CoA Succinyl-CoA

BCKDK
TCA cycle

BCAAs (BiTle, S5 l%; Val, 4%8; Leu, S2&R)IEITLATI/ 28 a5 3t NN 40, I S B 2 I IR 54 4 il
(BCAT) nl AR 43 51 46 i 2 e o- B R (BCK As,  EIKMYV, o-fi 3E-B-F SRR KIV, o-fiJERRER; KIC, o-fiitsAiR),
Il BCKDHE & AN AT 308 i 32 A R FE 4 A (R-CoA). S HEa- B R i 2 B (BCKDH) & & A IR G ME B e T- LB IR AL IR A
b o il S i I Pt Sl B (BCKDK) AIM g™ /Min™ Mt 14 1 K R 19 B BR E (PPMLLK) 1R 15 . BCA AR 1 55 472 ) Z Bk A R A
(acetyl-CoA) FIHRIAMEAIAFA (succinyl-CoA)#E N =R FR(TCAVIEIS . CHE R BEOLHERATR) oK —R(a-KG). A2
(Glu). BCKDK. BCKDHFIPPM 1K 4 1iF B8 ik AN [F] (1 AL 7E R A2 R Je P R FE B AR Y, IR AL PR R (A 8 1
~e. mTORCL: HIHFERGZSHIMNGIEE A EMT: LE R w4 HCC: H4ufuks: LC: Miif; CRC: 45H Wk

PDAC: JEIRSEIME; BC: FLIYE.

E1 BCAARIHTETEIIE F avEEIE R SRR

RILFERR . AL, e 5- BRI BS (pyridoxal
5'-phosphate, PLP) {61 By, 3= %41 T3 fi{k BCAA
A N SRR R I FE Y. SRR R R A 1
(BCATI) 1 3 %t R FE TR 55 R 2 (BCAT?) 52 4t
Ff [F] 95 BCAT B 3[R . Horh BCATI 3 K 4 1
i 5 28 S B R I TR = M (BCATc), BCAT2 R
R 2 (AR 7 B A S IR 2B (BCATm)™. BCATI
FEALT M, FEREE B B ORI b e Rk
I BCAT2 £ B T2kifhrf, FRIEZFhd g
TR, WRFAE. RS P, B AT iR W] BCATI
FBCAT?2 [ i 2 ML A0 AE B2 Ih BE A7 /6 5B 3 % 5%,
BCAT2 AT c-Myc 5 5 iR 58 1% (pancreatic
ductal adenocarcinoma, PDAC) Hid %Kik, 1 BCATI
1E R B it ik B,

RNA 454 & 4 Musashi2 (MSI2)™. HIF-1 ¥,
c-Myc"* ) S5 #E S R 7 1] DL4E & BCAT 2K 1) )5 3l

T X4, AT E H R R IA . MSI2 2 — R e it
PP R A SR (1, BT LA BCATI 1) mRNA
gh4y, HIE I BCAT1 7E [ MR 4 b ik B,
I AR B 8 e AR R JR I — S kB i F, HIF-1
ST b Rg I A AR R BRI R P AR
GBM 4H il 1 BCAT1 ) mRNA Hl & A 7K °F 4 #
HIF-1 38 ", 1 BCAT2 ¥ %3 A 32§t 4 5k HIF
(g ", 7F IR (nasopharyngeal carcinoma, NPC)
HIRH, c-Myc ] LLEH #4546 BCATI A 3 1 X 3
1 c-Myc 45 & i 5 3 | i BCAT1 3R 15, c-Myc
1 BCATI mRNA f71E 3 FRKILE KR, c-Myc @ {K K
Nifl BCATI mRNA 3% *, BCAT2 /53 BCAA
U TE PDAC (1)K fe il 45 S B . BCAT2 1
/NERAIANZE PDAC HRIA TS, £ PDAC ', KRAS
G12D 1 G12V NFEERAE, 495 Frfi KRAS KA
1) 40% F1 32%. I8 IR S M R B BCAT2 JE A,



790 AR

364

Al LA LSL-Kras®*"; Pdx1-Cre (KC) /) iR E
F¢ N JRAR (PanIN) [k 7. R, 417 BCAT2 B
B AIC IR 2 R (1) BCAA 1T BE X BH 145 17 KRAS RAZ
(1 Jiok B 1 R AR AT B S oAb, BRI
B 5 ek 45 & 8 11 1 (SREBP1) A i g i Je 41
ffirf BCAT2 1443 BT,

BCAT1 7£ A [A] i 83 o 3= %238 i PI3K/AKT.
RAS/ERK. Wnt/B-catenin %5 {5 5 il % & % 1€ H.
BCAT1 fE N —ANEERE S0 7, Er LU
PI3K/AKT F1 RAS/ERK W 4% £ {5 5@ %, LAK
R T 4L 4D 2 FHOCIR 7 2 (Nef2) BUéa fham i, A

SO = VR LI 40 B A . IR AP RE
71, BCATc 1] L H #% 5 ERK2 45 %, J % ERK2 %%
MAPK 4 () FR Ak F2 4% . BCATe R i n] BAH
il Akt f1 ERK MU ER1L, i BCATc M {3k %
iz 1k B, M 6 BF FEAIE 52 PI3BK/AKT/mTOR & B 5
BCAT1 i % VIAHE, FHAFE N BCAT1 ) R i
%, 25 BCATI WiH#EHLE ™. BCAA /A
78 N LR P 0%, BCAT1 38 i 30 mTOR 15
5 R I SR 2R R AR (1 R A BRI BE, AR I
T 40 A ) A K PP BCAT1 W& £ 15 5 P /&
HIARBUG MK, 25T 58 BCAT1 &ik
KPR e T (ST 52 A R 25 . BCAT 1 JE I ios
AKT 15 5 18 % A b 57 - 8] 5t 7% A6 (EMT) i3t #2 4 i3k
W98 R /% J, 4] BCAT1 JE K i %3k 7] § 8 EMT
AH AR EFRIE KT BIFH N ARAL,  ATTIESE BCAT1
A AEIE I EMT {28 T 4 i (i 1R 22 At i 9 5
4b, BCAT1 &2 #EMiE (lung cancer, LC) 1) P
J& U, BCATI 314 5 il £ 2% 75 AN BAH 26,
X JH K T BCAT1 % Wnt/B-catenin {3 5 18 I% {1 %
BNE. A, BCATI ERE@ T i LC 40 i
% J& S H B 7 (matrix metalloproteinase 7, MMP-7) 3k
fiE 32 LC 40 s EMT™, DL EAE#E R W], BCATI1 &
EeE 2 PR AN MG TE . TR 2R
2.2 BCKDH-BCKDK-PPMI1KE & ¥)7E e &b 19
EA

BCKDH 1 # BCAA it & F1 it &, /& BCAAs
AL R BR A Y. BCKDH & &4 ) Ela
& (BCKDHA) [ 1 2 38 i 40 il A 107 2 1) & B
1M 452 3 PDAC 4f jfd (1) 14 5, 427~ BCKDH 1] it 5
BCAT2 EA5 A 30 1] i ggg 26 K g 7 i . BCKDH
(v V52 B S BE o TR I SR I (BCKDK) AR
T Mg®/Mn™" {18 A B ER G 1K (PPMIK) 7™ K%
4% ¥, BCKDK J&@ it % B2 1k BCKDHA 3k 411 il

BCKDH 3% P & 1 PPMIK /E N — M iR i, o]
L2 1% B2 . BCKDHA Jf-¥#0% BCKDH, M\ 1 i 42
BCAAs 4G ¥ h4h, PPMIK @it i BCAA
KV #5200 CDC20 1 H Kk, CDC20 i —4id
iz A ML R R AR S R A
(MEIS1) A1 P21 SR H I FE P, X —d FEXT 4k Rk
L4 AR 3 17 T 400 i Th AR L B,
BCKDK & 3¢ 4 2 5= W2 A ¥ i 42 o 1 PR G
fitg Y, H AT & B BCKDK 5 ANEZ R, &
12 32 fir TR0 400 A K RN 3 B 1 S o - T R
BCKDK L BCAA AH I I A A (1) — /N I
51 AR R AT . B I AR R F0 I 7] BT2 #if
BCKDK 1] # 5 BCKDH ¥ 1, X 5 5 AK () 1 5
BCAA Fl BCKA # A 56 ™. JE/N 1 fifi e (non-
small cell lung cancer, NSCLC) 4 ffi ' BCAA /K- i
% T+ %, BCKDHA ik T, BCKDK ik i,
BCKDK 4} 5 mTORCI1 [ 57 & G i 3t 7 NSCLC
P8 184 0 5 400 ¢ 400 R OB T O T 4 R R
Mo, Ras #H2RETE 1A (Ras-related protein Rab-1A,
RablA) /£ 4% mTORC1 M2 B FR A5 5 18 i Hh k45
EREAERA . RablA J&—Ff/NM (1) HAT K 51 =
IR VS PE RIS (GTPase), & mTORCI1 ¥ A,
0 —FhEuE 2 K . BCKDK A A i #1 1) BCAA
I3 AR 151 AT 1 55 Rabl A-mTORC1 {5 5 38 #4412 3k b
AN IG5 O (R4S B s, BCKDK &
RIEEWEARMK. 45 HWPE (colorectal cancer,
CRC) 4 g 2 A1 55 Fr i 455 784 52 565 2 7 BCKDK jd
I s MEK/ERK i 5 i i3t Jif 8 11 /% 2E . BCKDK
(1R JEHE] T CRC AMMITER N TR . 17 28 A i
#F . BCKDK il il F# MK b f Axic 4 E-cadherin 1
ik, BEhniaE] AR 104 N-cadherin Fil vimentin {32
ik, fEHE BRI A, BRAN, S AmERRIL A AT
4253 Ht, BCKDK @b 525645 78 7 BCKDK 7E 1
AT EMT MEBIEN M ZME S SREhm
VETEAEF o Sre 7 44 Y FI 44 41 35 BE 8% 2 1k, BCKDK
) Y246 47 5, il Src 7] K i BCKDK [ & 14
K. EE L, Src WHE IR 1L BCKDK 1 5% 1
FUE AN RR E M, AT IR T CRC 4H i 1) 3T 7%
228 I R 1 JF 4k Y Zhai %5 B2 R I UK N
(APN, X Fx CDI13) 7E i e b J8g 2H 23 R0 = 4 7% 4 g
A EE, APN R PR bR T A e A%
FUEGE ; THRERT TR R WT, APN B2 2 BHAS AT 40 i
(hepatocellular carcinoma, HCC) ] ERK 15 5 i 4
i, AL FESE APN /% 7 BCKDK [ 2224 R 31
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(S31) f7 iR fk, {23 T BCKDK 4 ERK1/2 [
A AR I A L R Ak, AT B0VE HCC 20 A 1
ERK 15 5 I8 . X1k, APN/BCKDK/ERK % n] fE
N HCC 1697 I — 8T 767 #E . BCKDK 7E 3L
Ji3e (breast cancer, BC) 4l g il £k, 5ARTGE
A8, BCKDK ik 4] 17 A\ BC 40 M 1 44 4b
TR R A il 5 3 — Dt K B, BCKDK f&
g4 TRIM21 520 & 22 85 A Talinl 1454, M
1M BEL 1E Talind f1)32 2 A6 F1 % %, BCKDK/Talinl 4
TS FAK/MAPK 15 538 B%, 5% Wi 40 i [a] % 4
FNGH B AP S R Y B, AT 5 b Bz 18] e 4k
AL HE BC g 4% . te4h, BCKDK il
1% MEK/ERK 15 ‘5 8% {21 UF 549 (ovarian cancer, OC)
S i ) 4 B AT A, 2R B EE ) BCKDK-MEK i A]
BEN OC BF AL —FhHr f0vR T Sms B Bz,
B BCKDK K AE AW 22 LS, vl DU I
TEREFERS B hR SR ALK YR, AT IR R
I ARV TT BT %

3 BCAASHMERMELFE

B AR e R 1) 2B Rk e Gl R D o T A P R
I, AHBAR R 2 s W 0 DA N BRI S B R g A
o WL IE A T 28 A2 18 0 o5 AR A PR 3RO T AN i AR
DNA FF 51| K 52 1 41 fif 35 754 () 3 AL R 41E 0 e 03k
f 2L B RS DNA Bk, AE A B, G
o B AN AR D RNA 45 1,
3.1 BCAAS4HEHBREKL

HEE R — T DU B B
1 2 R BRSO IR ke ik R A i, AT DK — S
AN EL AR B HE D b HETHE

AT DL B B R Rk, 7ER WAL % R 4
HE A0 E S EE R A M (acute myeloid
leukemia, AML) 1 BCAT1 {26157k P 538 b, (6
BCAT1 fi 1L & M BCAAs # 5| a-KG, LPLF=4ES
A& H M BCKAs. 0-KG J& £ M4 5 (9 F1 DNA
25 WAL S M ) B L BN -, o-KG 7K [
I 2040t R AR Y, R ) S AT AR R
Al (IDH) Al 38 4145 A o-KG 2 B0 =9 2- ¥
BE1% 1R (2-HG), [R5 DNA it H 3L 4l (TET2)
KiE, XK FEDNA HF R N, BT
i R Bt 53 R B o 40 1 20 A6 A2 18F AMIL F) KR
A, IDH RAZEEA TET2 23% v] 5 8 AML 44 g
DNA i FF F 34k B3 % 1), 2023 4E, Zou & )
RO, HIEEBEA 16 & A (METTLL6) A 1)
N°- FE R (m°A) 3 07 5 5% 4138 i e #F AML 41
MuH BCATI #1 BCAT2 )31k LA Sk BCAA G
HromPek K IE L BURIER (32 1), MM, 7E HCC
BCATI 3[R 3k 3 5 8UH 320 1 78 il
ik, HEEFBMERET G9a Al SUV39HI w] Ll
AL BCATI %M )i 81 H3K9me2/3 ( — H 34k
=3k ) Skig> BCATL 537 Eibsid B (%
Do [FFE, 75 A M, 58 H3K27 H AT
EZH2 0] LM BCAT1 £k P& 1),
3.2 BCAAS4HEZEHZHEL

HEO OB BT R HE DS W AR
DNA Z [H] )& AR AR, 3500 DNA 7] &%, M
2 5 R R A 1Y, IX R A R (B 2T RS il
(HATs) 140 55 11 % B AL (HDACs) 14 = AF H
KT, NN RS 2 R 2R IE gy, A
H A5 DNA Z W FIAHEAE AL & 10858, X2

=1 BCAARBHERHEXEBMIEITER

5L H & H FikB Ak S S 451 ER PN
SLFNS5 LAT1 i i 4 s [55]
HIF-1/2 LATI i Jid 5t REAH 2 [18]
MSI2 BCATI A SRR [33]
HIF-1 BCATI i Jiidpigazaniioknd [18]
¢-Mye BCAT1 sl B e [34-35]
METTL16 BCAT1/2 i SRS R [56]
KRAS BCAT2 LA JoR MR A e [7]
SREBPI BCAT2 sl JoR M A e [37]
Mutant IDH BCATI A SRS R (M [33,57]
G9a BCATI A it [58]
SUV39H1 BCAT1 N it [58]
EZH2 BCATI T M I [59]
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i SR A X R SR Y R 4 M RA T, AR T S R
IR 5. X PR G OB A R T 5 L7 F RNA
REMSEAREN, SRR RERRE S, £
PUHAZ N, LBRAHEE A A B (ACLY). ZBEiiEe
A B R R R SR A 2 (ACSS2) I 2 R i L
A1k (PDC) 5 L BEAHEE A 7= A2 i 11 B0 1% )5 181
TV 200 B 5 TT DA AT T R s S RS s () AL
TR, BRI R R R . B A - &
FhihE A- HE A OBEL - BRENRENES K58
1, A B AEAS [F) 5 77 25 A T I 38 B8 A0 AR R
A BRI, BCAA PR R A
NCTEREE A, T DL HATs AR P @ildn, fi7d
H AR RK LI5HEE A 7T LU A i 2Bk, I
fRHEIR AR . R IRIT A I LBk A 72K
S P 2t | B T b R R T A,
YUK B0 4 22 0 40 R B A (9 R ) 2 JE R R 2
TEM — K BCAA IR 5, F0E K55 H3KO.
H3K27 WAt /K-FFI 4L 8 3 H3 3= 5 W PRIk, A2
& H3.3 B T 4L 3 H3, 11 T8I0 S5 2 S R U ) DA
LIRS O, AT A, B ARRE ) — Lk
fEAER AL, RO IRBRI M. 2 —E
GIRFERHAANTRE . KRB SO 18P SR
JigRE e A=, I A AR A, i 5 R 08 A JF At 2 B 1) 44
PRI, T s A S AR A SCBOR ((WEE )
(R O AT S, R ER YR RS T R
3K Ja PR R AR AR IAE AR S DNA FTZH & (&
i ) B AR B R (AR ) A R b, IR AR 5 e
YRR K. BT AAEE U

4 BCAARIHSMEZEZHXR

BCAA AU AU R4 B 5, 250
IR, U S R e e R AR R
FLF BCAA AR AR I SCHERE, m LLT- PR 4
AR, RIS T REVR 2 S EAR M A T E, 8 o Sy
Ri% B iR R B R — AN S S B E R R G
%7 BCAA 4b, MRBRCAST I 5 7 &b 7L
M RENTIRSE 2 g FR s, IX e 8 TR 1A W]
BEAFAE R IR AR A SR E M sE R SC &R, S
S i 2 RN e s R M K AR IS AN Th B U el T
JeE A B A R PR, TR 2H 0] A T B ) 5 SR T IR
HALGL, TR R SR S A L B IR AR O R L
SR I R GO BT A B DGR A Y LR I i
] % B 7 12 8 1 GLUT 3834 ok 3% i 3L iR 988 41 i
X 8 4 B A B LA, RS 2K A R RS L O

HIF-1 15 538 i, 1 GLUT1 fil GLUT3 [ £ ik,
AN TR 32 T 96 4 M ot 77 267 B0 (0 R R R 3k e ge 1)
RARE . BCAA 5 R4 i < Bk WA 1 (I AL
s& mTORCI {5 5 175, mTORC1 155 i JE ik
s 3asE .. REMEREYIMEC. BT mTOR
EARAL, TER S RER G B AE L 4 1) PIBK/AKT,
AMPK i 1% 1] G A2 T i BCAA 7E % hE o 8 22 4E
MIPIN R BCAA TE 5 H i & B 78 24 B AR A,
Il I A R - 75 ST Ml (A1 4 o A% R AN R 4 77
DR ED A AR EIR, REE AR,
A S, AT R R 40 B L B R T,
Ueal, BCAA fRiEH&AR AT US55 T 20 5 s 4
PR SHIRE AR TS S R A A S B
Wk 4 Y P A Wt K 99 55 D % A BT Th e o — T o) 29
PR T 4H M BRI SR BH, e R E 1) S 2R T DA
T 2 43 3 TL-10, AT F0 ) G 28 8 74, 53 — I
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