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Abstract: Branched chain amino acids (BCAAs) as essential amino acids are popular sports nutrition supplements.
However, an increasing amount of evidence suggests that BCAAs are strongly associated with insulin resistance
(IR), and impaired BCAAs catabolism is an important contributor to high levels of BCAAs. Exercise is an effective
non-pharmacological approach to the prevention and alleviation of metabolic diseases. Acute and long-term exercise
participate in exercise-enhanced BCAAs catabolism to attenuate BCAAs accumulation and promote the recovery of
BCAAs homeostasis through various regulatory factors, respectively. This review summarizes the current state of
research on the effects and possible mechanisms of exercise-mediated BCAAs, as well as exercise amelioration of
IR through BCAAs, with the aim of providing new ideas for the development of sports nutrition intervention
strategies for the IR population.
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Jif & Z HEHT (insulin resistance, IR) A& 45 HH £ [Al
R FBUNE S RAE AR, WLAFIE D 4 23 i
VRS, AT ZH S EORUR FH 20 B 1R R B AIG, H
REAIE A& ML AR A A 43 0 B 22 56 I 3% DA 4 ¢ IfiL B 7K
S A SRASREGE ST i, IR rTREREN
IR ) 52 B30T T BUBR IR S RE 5 v P TR A2 EE
BRI AG 14 HE 5 I (nonalcoholic fatty liver, NAFLD) 4%
Z PO B OB RF AR, A2 2 B BE JR W (diabetes
mellitus type 2, T2DM) & A= & & [ 3= L9 2 AF 2 K]
P AR A 2L — B AT I o AT A
FURRL, HIT RGBSR B 22 (1) IE HE R W SCRE R R R
(branched chain amino acids, BCAAs) 5 IR 2 [i]%1]]
%, i KF BCAAs /& T2DM [¥) 58 F Il (K 5 &,
IS 259 F B b 5 BCAAs i A 5 AN B LA 24
HKP LA E BCAAs T2 25 Be i 47 35 IR, 123)
VE Ry —Fl A R 10 TR AN 22 A IR I AR 259 F B P,
X BCAAs [ 28 [F) B B A AU AE . 3k T it
AR SCEE XS IE B0 BCAAs [FAE FH A ENLH] LA K i
)il 1 BCAAs KIGE IR A R DR AT PN ZRIR,
B £ LA BCAAs AVIA R, IR 8h T A ia 97
IR FHIRARE i R AL B S HF .

1 BCAAs5IR

BCAAs BfEREAMR . oo BRASER 3 Fha
TR, =B s E A ARt 2 2:1:1 7,
S LA 06 TR IEER I 35% . B T R F I i
AW B BCAAs LLAL, WA H &, Rk
It AR IR
1.1 BCAASHESSIREYIHEX

FLAE 20 42 60 4E4C, Felig 25 ' 1 Yk 38 e
JENFE ML 2E BCAAs KV FH5r, [RIRHEA IR AR
=Y DR TN =IB (1= R i -4 A D WA IR VA 7N
PREERR TGN, BIFF0 N 51 66 % B A 1t ks
2HZUFMAE F BCAAs FHIAR I 1481k . Newgard
2 U100 5 5% [0 A ke N R N S0 AT Iy AR 1 4 2
SRR DL, PR REE A B R R U T, R A
BCAAs J HAH AR UM 5 1 & 3% B0 2 2 A
5o B 22 T a5 o U R (b E R ER R T
HA B0 e ) SEORFEMX @ BRRAS . Pk
FIEE W4 B R REA (LG AR R L /D 4 1Y) B
BRI, BCAAs KF5HE M &, KR
HRPUFE Bl i /K P45 IR MG H8 b 2 1) B A W &
K.

1.2 BCAAsTRKHIEE N T RS KFEBCAASH
FERE

WA BCAAs 7K1 B H R UE AN #E 2 18] 1K 5)
BB YGER, RIEEIFXE. &EFKEN
A D& GRS, HHEAREEGRE A KM
BCAAs 7 i A 55, HLiA BCAAs /K- 52 B HL A
FERS IS, 2 BCAAs &R, Efflatisims
2R Rk R AT o AR, SRE IR . T R A
40 TR T 5 WS BE & JE e 7 1§ (branched-chain
amino transferase, BCAT) W] i {# £k, 5% & A= il 37 5% Tl
2 (branched-chain keto acids, BCKAs), 43 7l 2~ a-
Fii 5% P9 — & (a-ketoisocaproate, KIC). o- fifiJ& -B- H
W IE (0-keto-B-methylvalerate, KMV) il o- fifi 7,
% (a-ketoisovalerate, KIV). %%, BCKAs # % %% a-
Jii % R £ (branched-chain a-ketoacid dehydrogenase,
BCKD) {44 A~ T 35 b S04 i F2 AE BRORH IV PR 15 25 4l
fiff A (coenzyme A, CoA). BCKD &/ E1. E2 fil E3
=AM T R 2 B S A4k, /£ BCKDEL K a
WA EAFAE Ser292 (N 2R) B Ser293 (M5 1A 5h 4 )
PR, 1ZALE AT BCKD ## (BCKD kinase, BCKDK)
TR A AT 3 B BCKD 2R3, AR Al 2 s 4k 58 I T
&2 fiff (mitochondrial protein phosphatase, PP2Cm ; %
fEE Ry PPMIK) WAL M Pk 2 BCKD i 1k,
(A1t BCKD (1) 8% 2 Ah 1 # /& BCAAs 7 iR I 45 1) 9%
BRI D R, Wi CoA it %AW RMIERE, 4
PRI EATE CoA (FH 492 FR Bl S e 2 FR AR AR il ) B8R
LT CoA ( 7t R EL e AR AR % ), &
HEN=RIERMER (tricarboxylic acid cycle, TCA). BCAAs
SR 1R,

KEIEHRY], IR ARSCAEREER T2DM A2k 172
I il U2 R E 2 BCAAs A3 R AR BE
JI N BERAR AN BCAAs THm i E R K. 7£ T2DM
N FEHH A %2 )15 B4 UL BCAT2 3£ [H R IEBRAL . 7
S RAEREAN T2DM /N, Erag il FEEA & )l
[l 2H 28 BCKDK % [ 314 il BCKD B 10 /K P Tt =i
T AT A 3 €2 i i 41 40 PP2Cm 2B (4 3% 35 K % B,
AL [ 478 6 A5 AR AT T2DM AN 44 i BiE BCKD &
[ &35 R RN, LK BCKDK & [ %15 B Y,
M55 1 IE ) 73 i PR 8 B JTE 7 4123 BCAASs 41
AR 55 i o5 e /), AR S 30 BCAAs /K- E
T+ 05 AL T R A% B AR 8 A R 2 T R
TAmEE @A Y RDL, FERF AR 5 5
JIii v BCAAs 73 it AR B ik A% A1 B A2 e s K B
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Ell BCAAsERBHEE

AR EAIE] s AW, RN TEIR BCAAs KT
FE E B T A AN BCAAs 7 AR R I T
BeSa B, BRibZ A, SRR ORI, FAiE AN
s& BCAAs 7 fift AU IO B 22506, 2 4k e —
& p BCAAs (28 F, FESOREe e mRE, il
HIKIKE (Prevotella copri) AR @B 3 & (Bacteroides
vulgatus) 25, Re5 M L4 R BCAAS™?, ZEAERE N
T 2 FRE RIS BT R BT R 22 2 Ji7 18 Y BCAAS
SRR SR R B AR TN, [RII mACT J [R A 3R
ik i, 5151718 BCAAs fA &, & SEHHL
& BCAAs /K FFHE . 25 LA, BCAAs S iRft
g2 & BCAAs K mE i 2R A
1.3 S7/KFEBCAASFIIRMIER X HR

5 7K F BCAAs 5 IR 2 [A] % V) 2 Bk, BCAAs
MR T2 IR B REBE I RIE 2 H8 A2 75 A A7 AE
il — MM AN, =K BCAAs & IR [T
#r G Shao 25 P 3@ 3k S [ SR I 11 400 g 52 56 31 5
PR P T BE A BCAAS 732 (K134 . Mahendran
2 D)@ ) T AR BE AL 7E R B, KT BCAAS
ALxf IR PAAERER AN, 12 IR F20 T BCAAs Tt
Hie —FW AN BCAAs #2 IR (1135 H, BCAAs
T %6 T s 5% & 2B . Lotta 28 B 3@ i — 15 k7
o PR B AL AW TR B, PPMIK 5 K 2345 16 i IR

KA. Wiirtz 25 U 5L EE 5D EHET NI 6 4F
(PIRE TG, 3 A E T 2 BT E SEAE 2R BCAAS R 15 Fil
AT e ke A= ) IR B 22 BUBYE B 47, BCAASs 73 iR
0 25028 5 T M RE K P 3245 . Tremblay %5 P DL &
P K i U S R VA 1 77 SRR B A 1B B LR
7] WL 1 R g 5 2R U

HABEE I, BCAAs 1N —FhisshE 75 4h
FILEAR R AR # T 2 R, K478 BCAAS
AR FIALE K IR, 2R EY, 7
BCAAs™ fi b 78 7 e 7Y s e sn g
Re % 403 B B UL A0 MR HEE L, T S5k TR A R AH O
(RIRIF T8 o AN, BCAT 4 £ 5t il s /)N B I,
% BCAAs Ft 57 (1 [F) B 41 22 B i 8 Rl ) 25 BOsk 1
B Y, BCAT2 I it 7 1k Fi B ) BE A 2L T
B 7 /N m BRI 5l R i 5 IR A 5% 1Y AR PE AN AR
WA AE P WA $5 Kk E, BCAAs S
SEOP i AR AN, AR KARFE F R T3 AU AL 1
BRIRESMEEE . FKHREIEMNE =T,
DL W7 40 2308 7 1) BCAAs 7 fidAC it e 11 F 2= &
# BCAAs R AR = MIE RN R B, R id )
By 16 5 35 96 1T BE 2 BCAASs 5 5 IR PR 44 i 2k 2% 18 .
Newgard %5 "V B0 R B, 15 v A ) B b o 1 R
AHEE, W BCAAs [ =1 I8 TapRF IR 7 K BRI A% AL
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JiE B RS S R B R, RS P
FOARSCRFX — W, B A & R A i BCAAS
2 TR 4 i 5 2R RO AN T A R B 2R S S I S
PEIIHR R

g5 LRTIR, TEREE B SCERANIT 5T O )
b, AN R LLRSE BCAAs 5 TR 22 [6) BF A 1) PR R o
R AN A R I FSRIR, 76 IR PREE ST,
FrAXT EKE BCAAs #4770, W< hn gl IR f i
—BRIE, R PR BN PR, R
XF BCAAs (1% 0] G2 TR AR TT IR AH 00 1)
—ANEERMS . IR PR SZ AN Sh A B AT Tt 2454
7 ( — F WA, BCKDK i 71 4% ) F7& 9% -7
SHEF BRI BCAAs AR Pk BCAAs 7K,
CL WY IE B e % 38 5 T2DMEE % L R JRE /N B,
NAFLD K R ™ 25 TR N4 ff) 9 5 2% AR A il b
il 1, R BCAAs FaASH E AN EGEE IR FIVA
7 ARG I 1) — A EE B AN

2 2MEFIFBCAASHI{ER

ZE R RE R FE. ORI BCAAs 7 AR
i, IS B B AR S LR BCAAs KT K
2 BCAAs FaS P BA AT 1.

2.1 AMEHNIIBCAAsIK RN

SPEIZERHLIR BCAAs 7K F IR 520 ] g 5 F
R R (EFRAS. B3R ). B3R (B3
X B BRI ) X R TiEghxt
BCAAs 7K 52 M 0F 78 32 B4 P 7 fil BE B, &
BB AL 5l #E BCAAs /K P35, RAETE
R K I 1) B e 3 B 08 Bl 26 1F TR A e W 5% B B B B
i, 90t S R R 52 4 35 AR SE AR 1.5 b ) B B A AR
i faJa 2% BCAAs FFE ™, BCAAs /KPR L
A BEIE 52 )38 558 A 2R 28 i 1) 520 Peake %5 ™
RIINGRA 2 1012 3l 03 115 570 B8 I R0 28 2 IR 1 1 i
FETEK A 4T 1280 Ja BN 21 A AR 4L, T A5 5R JE
AT 1 1230 5 PRI AR, ooy iz s fa
2 h ¥ RA MK BCAAs FF1K. S8T 5 2 A [ 72,
% U 12 2 i (g FE 55 M Il 2K BCAAs 7RIk & 1 45 it
[E B AT F i 11 s G BN ZIANAR B i g AT B
F1IE G RIZIFRAE B At BEN (B EA
FEAIR N B ) 76 36 38 61 A7 ¥ & 32 30 J5 B %) 1 3%
BCAAs 78, fEiz#h)E 30~60 min A HBLEEAL 7,
(g BT /D 4F12 8l 53 11 10 2% 400 0 I IR 1 326 189 47 1o
£12380)5 30 min FFAK ™. DUE B RAE AR 7T B,
2 h fiif 771 632 2 7] GEE HLAE R BCAAs A48 B 5k

FrE B, LR AR B AL R . SR
1M 90 min &0 ¥l 1250 J5 MG A E 58U BCAAs %
Ao, [MiE BCAAs f£123) 6 h 5 A FEAK BV 4%
A, g BEAMAITE IR BCAAs /KFLE 2tk iz 5
JE BRI 5 R AR R BN, X AT REIE T TS A AR
B IEH 1) BCAAs AC M #6871, 1763 BCAAs 1£
I35 1~2 h J UL H IR 5 A mT e b K 2 LA
BE SRR 2 B2,

IR FHAMARTE 2 I2 8 )5 BCAAs B2 101
MR EA R, X Lee 25 ™ 38 1 JE Bk H. M4 5
HHAE 45 min FATEM 188 FERZIMIZE) 5 2 h
1M3¢% BCAAs W] & FE1K.

22 2MENIFBCAAsT A BIAIF T

1t BCAAs 73 Rt #2rp, 28 2 B i —
ANAE I PRI IR, X RS 20 BT A A R
B e e . F T4 e 8 7 BCKDK @
It LR EE BCKD HIALH], RIL RN IR R3]
AT 2 ZH 2 BCAAs 73 il AR 1) E G A

Z TR EW, HIR 30~120 min #5125 A
e 51 RUE B UL SO AE BT RO ik B
W BCAAs /il QR (A Rk s F 184k, 12
A ROE T R BCKDK 5 BCKD 4 & Hefi. 2
Ht BCKD Z R k3 o g M . N AR TE R ik s
120 min H AT 1t 7712 2h 5 i DU Sk UL BCKD ¥ ¥4 i
EZFE T UL R, SEEshREN B 1tk
W5 2H 23 BCKD % VE MM 42 = BCAAs 73 fif A RE
71, HrPE BN R I BRI B
2.3 AMEINEIEBCAASKITTEES FHLE

H i 2tk iz 3% BCAAs 2 At it Bk ML
FIEASBAT, AR A B DA AR U 9R . A
FERAIZ )55 7 NIRRT 520 BCKD ¥ 14 (1 142 [
. WIRKEI, i85hi#5E BCKD Al fig5 BCKAs (1
TR KIC). KR HAMARH DL K e & RS oo
Hx.

2.3.1 BCKAs

AR =P AT LS AR R A v () S B S A
m, 25 E SRR, BCKAs (KIC. KMV,
KIV) /&5 1 25 [ONir=4, BAT g i =
OV I 1O BRI T SR A 2 41 BCKD B R 1L 1
YER . Frick 5 ™ &3 A €l i BCKD 3% 14 52 21 i
WL TR A KIC (7, 1 KMV A KIV % f 1X
—A{EH . Paxton 2 % DL KR EE IO I S2 56 HE— 2B
ik B, BCKAs il i #fl il BCKDK 2k ¥ i BCKD;
7E = BCKAs 1, KIC % &k, HGE KMV,
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a2 KIV, MERN RA K KIC A4
X9 Shimomura 25 M i T AR R SOK RS B R
BLAIZ B, UESE T UL W4 1 9 % L BCAAs 73
fil AR, (R KIC A= st o, i 0 BCKDK
5 BCKD %5 &5k 5% BCKD (35 A4 A .
232 pEJE

i 7732 2y 51 38 1 7E LSRR AT G 8 HA 1) 58 A8 LA
e s R A % RIS BRI, 1R & B R R
A R Tk 12 3 0 SL R A AL Y DU R AL
il e = RE A2 — PN S5 20 B e, RS R
P AT WL SR 338 2 5] e E UL BCKD i B s
Wagenmakers 25 ! f1 Jackman 25 7 @ i A & LA
TR AR S T T B AR LR S K P AT I 7738 3l ]
SR E Bl BCKD 5 7K P 10, U K
K3 HEAT I /73230 15 min I 5 8% UL BCKD 3% 7
& UBE R IE H 1 2.5~3.5 4% 7, LBE SRk A
BCKD 5 ME7E i 5 Jm B 2 5 5.2 fukH 9% Y, Kasperek
2 DO HRE TR YL T A K RRURE R g A% T R
R4, 123hn] LU A S B0E & 5% Wl BCKD.
Ry, LRE R AT FH 1 R] RE 5 BCKD WOEFE B & it
FHK
233 HARAH AR =

BAREF KB, BCKAs 1% A # 75 BCAAs 43
fifiEa, PRSP B CoA T MEAE
CoA DA %3t bty 7= W) i H S T Bk CoA Tk & T
CoA FIAERBE 2 3N, X LLr=Wth 4l iF B e % 411
BCKDK, #i% BCKD"™, iRkt K EA
AR AR A 1 SR CA_E W 70 R AE B AR S N kAT
(), 3 B 2. 2.8 CoA FPA B R [F] i 2 5 1 AR A6 il
WA, TCA SR AGSFE, 1652 BIWAR UKL FE
BRI, oV € HAEIZ {2 i BCAAS
I ARARE R 2% 7. Jackman %5 7 ZE R 5 R [A]
WK J5 7K P72 18 20 B 858 L BCKD H (11 B &
B, 4 BCKD BUE T mlt, 4Bk CoA 7K %
% (ARIBEATRIRHT ), (BB RR B A A 40 7 Rk,
T B — 20 BB 0K B i AE DS AR = 7R A2 Bl
BCAAs 7 A i A= 2R H
2.3.4 ATP/ADPLUAHE

BCKD 3 M 1] 8 52 240 i G SRS T, 7
BB Ak S 56 W Z2 310 BIE 1 R L ) 2R kAR TE
P 1 JES 47 5 4K 1% 7 ) ATP/ADP EUAH 504K, i
BCKD 2Vl I . 7£ K RIS 2 S50 ok 3z 3
J& B B% UL BCKD 3% P£ 5 ATP /K1 £ fi A 5 B>,
ADP # 1\ H& BCKDK 147, iz3)+ ADP /£

Ji 38 2l fi BCKD 3 M85 . SR10 53— 77 T A i
FUW %2 2132 B 1 55 K FUHEN L BCKD ¥ 4 117 [R] B
ATP 1 ADP ¥R £ 35345 224k ™, A5 N A 07
R Bliz 2 1 18] 8% L BCKD % 1R 25 5 ATP.
ADP 5 # LAl 2 83 SR 7, Wagenmakers
2 ST 23 B LA B B 5 1) iR DR T R A AT A R RS )
HEIN ATP. ADP WK EE, 4R B b A o 17
2 ATP. ADP 7 J2 ] #% BCKDK 5 BCKD 4 & &
FERIIEER . ik, REERAS M BCAAs
I ARARU I B AR ML 75 225 2 0 AL 3 RF

gk bR, BRI g B R v E L
BCAAs 7 AR RE 77, Hoh KIC. BEJE . AHRAR
7= UL J ATP/ADP LY AH 7T i 38 i 1 7 BCKDK
5 BCKD F 45 & 2 £ oK i 2 BCKD % & 1k /K °F,
MM $8 & BCAAs 7 i B P IRIE 28, BA FEIC IR
RS T m7KF BCAAs FIEE/EA (3R 1) 2R A
LT A P T B G S A A 2 AR
K, 22 AR R $E AL T 5 v A R R S A )
BN R . Sato & T RIS BT BRI
HEBEIIIN T UL FFE. O 2 8] AR
Ao, ARG B LRI B I 2 8] 1) 2 S R A R
YA (B2, IR FA SR A T 72 W A
GERL, MCTX B2 ZU7E BCAAs Fa s v Birdo i (1) &
B, KRADEHR—DHRA S A F A
41 BCAAs 7 il AU (1R 5 4 FH DL ROAE LGB

3 KHIZzIXBCAASHIIER

3.1 KHEIGEENXTBCAAsIKFHIF M

K IR I2 B T8 B AR IR AN m] R
RIF ) BCAAs 7K FASALHFAE »

Z U ST AkIE 1 8 JA 2 12 N A ETT Kz
N Zre T U B BEAmG UG sh P g 77 Rk
WL BCAAs AKF Tt &r, 1T 5 RIS shll s
KRR Y, TEERRAS R, KiEshaE R Fitm
ML BCAAs B Al AQ W d &, PRI 25T 5] & 16 3
BCAAs 4 2 0 fig s Bt 1 UL Jog & A0 7 & 1Y) 3 58,
X FE7R BCAAs /KRN IE bR EV)IE 2 s EX 5
ARAEAT 7T RV EE BEIR ZAS ok X 43 1 T,

KT KWz IR MK BCAAs 7K 15200,
MRS —E . —SiEERHEINNEET
[ 5= 7K F BCAAs. Lamiquiz-Moneo 25 " 3B T
B R ey RS N BEAE R 32 0 2 R ia sh A2 % T7 X
TG, MK BCAAs FUREAL ML 8 /K P R R
B Liu 25 B b bR o W 8 3 45 7 12 R Bk
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BPUIZ BN G, B R A W i R Rl 5 2R AU B
THGE, Hi BCAAs F . i 718 P FH Il 5
[ S 25 PG T A e L AR PR3 i B0 N B PRI 9 2R 0
B BCAAs /KT 7, i sh ¥ sese £ M, 4 8 H
H1 5% 56302 B BR AR T B JR 97 /N BRI 2% BCAAS™, 12
JE i vk i 77 I Sk BEAR TR JR O AT B KRR i 2R
BCAAs™, 12 JAT 77 #1612 3l th FEAK T JEE /N &R
I35 A Ez R B BCAAs ™, 35X SeHJF 97 1 [A] i 4 45
TR T R R 2 R i s PR 5 2R UK R A B e
Ho AR A — M, HWEMTRIET 1285 6
H it 7786 A BRI 25k 3% IR A#E B NAFLD &
& B S AR A A B DL R D A B
AR S AR S R BURE I R, JER SIS
K BCAAs /K& As . Vanweert 25 B e, @it
12 3T TR AR AR 57 A Ak 1 7K F BCAAs B AR
PR T2 s [ R KA R sk, 783
BCAAs J& 5B [ B 53 1 B M8 A2 sl I 25 3 ik
BCAAs 7 i ARt i Rl 4 v 7 A B iy o i 7, X
W% B B LR A 2B R A ORI 43 A 2 TR IR SF
iy B, T LENG G Sh S I8 S I 2R PR AR U
RN BCAAs 7K (45 g o — 5 7550 ¥,
X AT 5 KN B 77 2o v A2 B TR PR AR AR
FAAF IR il %
3.2 KHIEEIXBCAAsH RSS2

Z B F0E S K 12 Bh I 26 R TRk 1 41
BCAAs 7 iR 5 il 25 30 EA4R 113 sk F B
0 SRR K, RS ik i sh i —J7
HEILAN B2 T B lg i BCAAs 2 AR 1 HH 5% 2k (A
FIEW B m TR ARG 0 5—07 B, Mg
A RT3 N 20 B 2R kLA AR AR I g &, Kl
NI ZE] BE DL R 5 BCKD [RIA S, i
14 5% BCAAs 4> f AR it /7. Lee % PV RIE T 12
JEIIZ B S5 IR S 0 AR P B LR B2 1
JJi BCKD £:[H 314 Eiff, [FIR BCKDK £ FRiA T
W s R R A AT SR T 12 ISk
R EE L (20 53%) MR (£ 18%) 4
Z1 BCAAs 73 il AU R 28 ik & R BUS e, R
BRLRT (1 (8 BCAAs 73 AR I s 5 138
NN 5 R BURPEPE R . M4k, 12 HiZgsh+
Tt 1 RE RS D& U R IR R U 4
B 15 5 AU, R AR 738 BCAAs 43 i f Qi
I DL A OB D U AR A S B R AIE S,
{58 FH BB R 14 2 108 (adenosine 5'-monophosphate-
activated protein kinase, AMPK)#i% 7] AICAR ¥4

C2C12 /N SALAN fu kA Az sy, BCKD s H %
BRGNP ST % BCKD [RAHCE, Wu 25 7
R T 8 JATN J il Uk I ZRe 2E 1 B/ BB B L
FEE. O WEZH 43 P9 PP2Cm 25 (11 %94, Fujii 25 ©
BT sRH, 5 G IR RREOK B A A% UL BCKDK
HARBBEIKT 2 30%. Z5E 0L Egs Rl bUE H,
K2 3G T1E 2 A H A 6 = BCAAs 73 fif AR
O 1 PR g 0 SRR MNE 1, 4 9% BCAAs 73 X
WHETT, XTIRE IR RETH BCAAs Fa S A A
WAEH

SRIMA T TS FIR W A X . McKenzie %5 PV
RIE T 38 Kt J3 AT ZE N5 8 35 PRAR T M4k D03
BN ANTELE — KT )iz 30 J5 BB B AL BCKD & 1%
MR REAAM K. Hood %5 " HIRIE T 9 Jfit /1
B IS B PR 1 AR SR R L R A KT
XArae AL SR MAREIE N A K, JCH A
HIBEA R TR R AR TT =, 50 AR D7 R fit 5E
FITAEHE 2 5 383D 51 B AR IS R PR ILE T A 12
RN, PURREEARSZBIRPATE EEREAS, A
i #0#] BCKD f ¥ OV EAEENZE, LR
GAAEE R A P R, L R 2B IR MA
TFHREL T
3.3 KHIEEEIRBCAASHI AT AE > FHLHI
3.3.1 PGC-la

T S A W A G B DO ARy R BOE A 1a
(peroxisome proliferator-activated receptor y coactivator-
la, PGC-1a) A 5 WA AW e A 51 2 B W)
SRR, WS 5E L BCAAs 73 i#fRif . Hatazawa
2 1R Sugimoto 25 P 7E /N BRH B8 WL A R S v
# ik PGC-1a, & ¥l BCAT2 Al BCKD ) 3 [X fl &%
I ZRIE K14 88 2 71 v (BCKDK 37 52 2520 ),
HHE UL BCAAs W 2] B FEAIK. AR &0 2 Jifg S 56 56
E 73X —RIL . Sjogren &5 P E N JEACHLE 41
it — 2, PGC-la X BCAAs 73 A i 4E H
52 31| WE 8 & A 9% 52 1K o (estrogen-related receptor a,
ERRa) {45 P CURIZERERE . B PR SRt 5
M PGC-1a ik kb P, iz s E#EE T
AL, AR 1% S PGC-1a f1 ERRo FIA, M fith
He 2 AT, TR BRI A 5 e R R
BPS R, KiEsh, R AEsh, mrag
i I e HE PGC-1on 315 R 1Y 52 1 fi% L BCAAs 77 fi#
(v
3.3.2 ChREBP

Tk KA & ) ) B To A 45 & B8 E (carbohydrate
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response element binding protein, ChREBP) & —Fi{E
B g7« BCAAs AR 2 )k S8 i 506 IR 7
Ho W IF B @ ik 8 35 I BCKDK 1 PPMIK 3 K 3%
ik Mg i A2 st A2, ChREBP f#) B VAL ] B 5k
SR FOEPE, 7E NAFLD H3g S A6 AL A b it
%23 ChREBP-B il BCKDK 3K 36 1A 7K ¥ 2 [ £ 1
o R DG T SR P R K BB B SR L AT
I ChREBP-B &K 363k i, B BCKDK ik I
WA PPMIK FRIA T~ i, #Eifi 5 8 BCKD 3 P4 5k 55
1 BCAAs /KT e Jd i B 5 1 5 AR K B
JHE ChREBP-p it ik 5 W 42 2] BCKDK | 8 Al
PPMIK il ™, sGHiwf 7t © & %1, ChREBP 1]
AR, BRI A RELRE, s E5RERELNR
A P 2 s 4R R BR AR E B R
BTN RN R U B AE ChREBP JE [ [ 3R 3k, {H
FEIEERERR PR IR "™, SFLE
RN, 123125 0T G i 0] FFIE ChREBP 3%
i5 kiM% BCKDK Al PPMIK [ #i5, &858 IR
AMA) BCAAs 7 A g
333 JEBEE

JIE B 25 2 I I 400 B 0 1D IS 2R AL
B NE IR 2 KT 5 156 B 22 UM 2 5 A G, T AR JRE
T2DM FLCo L/ 95 58 3 1) a2 AR TG 2 /K~ A 1 e
6 U, Lian 25 V3878 7 AE e OB PR A5 A A BT A
A @IS IRELZ -PP2Cm 13 5 245 /& BCKD &1
PR AN PEFENLE], BIARECER OB AMPKa T172
F7 53 3E 72 B Sk b I8 PP2Cm 14, M T 14 58
BCKD it P, Bzhil 22 SEMUARE R 23 1R
W E R, 7R U R 5 sh 4 U5 0 R T
PIHRIE 4~24 g s 2T (R g IR B 2= 10 20 il R
i 7 4 NP LR T s Bh 5 IR B R M 1E S Row,
BT R ROIRES LGS 3T . SR
AR E & Z PR R sz, 12345 R K P
AL ET I A — B 4518 [ERERNE, Z83)
W ZRRENS A 250 S A R ZH 20 AMPK o RS0 A 1Y,
XA W E RN R R IR 5 IR & AT AMPK
Xf BCAAs fyg2md, LLBIHf R IC 2= AMPK /7 &
25 iA¥E BCAAs 7 fi AR 1) R AL o

2z ERnR, KWEIE 5% BCAAs /K 1§20 £8
—ERRE ERGR T M (N WA ).
AR (B8, . KIS ) R A5
ZHHREER, WAREFHINZEXS IR RE T BCAAs [
WEERA 2. R 2 KB4 T KIWIZE3% BCAAs
KRR PG IR, 18 3 2R e 5 Y o

BCAAs 77 fift B 18 0 B 5 B g 1) B 1 3R I8 A g PR 7K
¥, X AERW LB Al . OAE
HFZANHN BONBIRNE, BEARCHM R
— G A IR YR OB 12 3h Il 5 A BCAAs, {Hizz)
2R BCAAs 73 ARG L A% 1 8 U1 70 5 L 1] 1
RIS BB, 7522 M FURIESS .

4 “BE-BCAAs” MEIRBIATRENHI

WRTSCHTIAR, 823G 5R A& BCAAs 4 il
BA WD IR IR T BCAAs HEFRHEFEVER, AT
AT E BCAAs Fa s . 2T BCAAs 5 IR Kk,
“123)) -BCAAs” A REE I DL ML Rk 52 ] 28] R i
AR B 2R U
4.1 EERERR4RLRAERE & X

HELJRE R 5 7 5 | 2 P AR A 25 LA A i R
PR RRAR . AT PR ICRE 70 T B, R RRAR S —E
SR ERAT SR E . BCAAs 5 i iR 2 18] ¥ [F) 18
AT REEARE . JIER T S A5 5 Wk 215
KR KIHLAE " Zhang & i i3 4h 75 BCAAS )
77 RIRE T BCAAs 1 g 17 & il e K W12 2 e
IR HIER . TEZBEFH, AERENRE L 1igs)
WZRFEAR T BCAAs KFIRIBS 22 /% IR 5 810, AR
K7 R [EAN BCAAs J&,  HHIZ 871 K (1) 4 5 7 41 b
T £t 5% 2% BBURR M DA R B T L i 2 SRR B R
T I B I R RO B SS,  FIET AR IR s
Ji77 v g 5 R & A (fatty acid synthase, FASN) 3%
Ik B, R A AR A AT A5 BCAAs 3
BEIGEIE RS RS mE a2k ™, LidERIt
R AE A RE /N B oW B2 R, RO 2 B I 2R
BCAAs 78 A 5 5 [199% 3 418 K n] g K 3555 51 1)
fEF B,

4.2 REREERAAERITIR

AW AT, HLAK BCAAs 73 AR s B 85 L
HHTr AL 2 BCAAs /K FH R FEUIR (I8 723k 3 [
Fo CEWMIZE, RS54 2H BCAAs
IR BE JTTE IR AR 7 H IR N R. &
(1) BCAAs Rl BEHEIE “ Wi b ” HENE 8L, nE&
BELAAR S 548 B 1L S BRI BCAAs AALAT 55
HE, FIT R e AR, SR CoA
NEMAREEEAFEIE RIS 2, R &Rk N
BRI S R 2 MY BBt R R,
B, BEEE =i 5 H AR A A W B H
BN A P 7 Ak 2 2 4l g 4h, BCAAs /K-F Tt
m S ECH AR AT N R, B L &
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BCAAs BHfS THESE CoA [a14h4%iz MY, F4{Ik BCAAs
KPR IE S CoA B, 335 B UL & 22 BUK
P Glynn 55 PV HE T8 3h VI kT LR ke R
IR B B8 BCAAs /- AR IhE &, 65w Lk b f4
AAbRE S, REERBRKE, i fe g BEE = m)
iz MR, SERBRBURE. B2, 8
] fe i (2t i 55 WL BCAAs 7 R, it
Mok > B B UUIR R DORY, 23 IR
4.3 BIERERME IR

IR AH G RE B A PR 45 05 1 R A R S A A
PEBEE il B ThRE 0L, 8 BCAAs G
AR W 11 2R R OBk IE ST i kR A B S i 52 A
TR, 45k [ IR PRl R e R AT 10 288 068 1 A 0 1 R A
FIMg RN AR NG R, $E 52 MRV B RE 1) /N BV 1E
M BCAAs FlAH AR 9 A2 B UL & G 31 BCAAs 7K
S35 I S T AR R R N R P, B e
B A BCAAs A 2 52 i AL & BCAAs 7K - ) 2 %2
K. ATSCIRE], J@dis 3l ks 7 % 0 i 5 0 g
By s GURPE OB R AT RS, KB E A IR K
B 2 H R %, BCAAs & Rl s M 52 2140 f1] 1) [
I o3 fife A8 2 5 0, A R AR T g E A AE BR
BCAAs /KF 5 ok B Ik 535 16 35810 18 B R 4 2
E RN R, RIS R AR I JE3F BCAAs
AP BRI A R ARSI M2 3 a5 R EEE
XX e /N B AN FE BCAAs J&, BL Rissh ket Kk —
SEFEERIEIE, IBIE BCAAs LN T i8530
It ] A7 R B2 R i ) 3R UM ks T g
FEAC S 7= W 4 8% A5 7 B2 (short-chain fatty acids,
SCFAs) /K F Ft 55 5 % % #4151 B8 7 1 51 25 1) AH
S, BCAAs W] 7E it h AR i A= S BE SCFAS,
HI2 8h)I1 25 RE % $2 = 7 < SCFAs /KT B, A
IIE B 25 n] BE I 738 BCAAs AR 5 %8k (e ik
X BE SCFAs A=, i3k ez IR
4.4 FBOBERB=PRE. RHFBAIKHE =
=74

B FI 2R B 58 A [F] 41 2 BCAASs 73 it B AL RE
71, WOBRFREF=MIRE, (RIEA R R E e
%o BCKAs. FEJEPIAH. 3- F23:5 TR (3-hydroxy-
isobutyrate, 3-HIB) 1 & CLB% iIF S 2 12 3t g 7 R 45 X
IR R, SEAEAEAYNE, HimaER
BRI RThEE, HMH TCA 5, TEALES RE
T U B Eh g R TR BCKAs FIESE P
B AR, T PR AR g B 12
3-HIB 240 & 18 o A f2 gy el =4, &

WHFARIE | s s e LR 3-HIB AL pliss 8 I 1L T+
=, ABKIHE s A . p- 2 EER T R
(B-aminoisobutyric acid, BAIBA) t /& 451 2 g 43 ff X
W A =, R BB E A A BCAAS 70
AR =, BRI, Kk atkzsh " ik
K32 2l U 0 AR 65 1 5RO\ 28 R0 WG 15 3 W 1 4 A
B oy A RE, M2t BAIBA “E . BAIBA
Al eI O AMPK Ui S8 40 P g 4 Bl O 2 1k
(peroxisome proliferator-activated receptor, PPAR) K
e IR DT M e A4 = 4, S IR D7 7R 4
1, BLR AR B LSO S B A AL LS, N2
Tl A0 5 2 B 2R SRR M R T 2 W A 1

gi bk, B3R BCAAs 7] Ll £ fig
kBB AR A DIRe, BEMEGE IR ERITH
Zirh, BEUIZRE RS BCAAs /KPR 4% g i
B AN, AR BE IR AU A0 R 5 [ A R . AR
Wik, 23l ZRiE il $2 % BCAAs 7y fit AL BE /),
MR TR . JHEIE /2 BCAASs PRI A5 BRI 32 255
fr, BERNNGAHM THREX —PRIEE, G5
KL, A R A AW R R R A JIE BCKDK/
PP2Cm FUAE TR 5 3 I Ak & BGR 5 81 ATP
¥ 45 FR 24 /iR I (ATP citrate lyase, ACL) [ filf & {1t £l
WAk, RHERE & B AR AR M S8 B4
A AE R E PP2Cm 1A T, $ROR AT RE DAL
RIRGE NG T & e, (HX — EREAEH R EE 21
P SRR TE X LA BCAAs /K-F H A H Z 1)1
WYEM, Tmisshl g et i iE BCAAs AU EH 2,
BEINAE 28 W) S SCFAs AR R, 3 T 8 fe o 260 W
B R BURE. BR TR EAEHIALE], BCKASs.
T J5 A g 1 BAIBAAE Sy BCAASs 43 il A 4 H ) 7=
Y, AIEIZE)IE IR R B B R A
S TAEM.

#.— BCAAs fE12 3 0¥ IR [ B AR A HI AT
AU, BAERMREAR " Rag, e
s R U BRI Hh oW R IR D 43 R R B-
FAL I REAE G R 08 B, P IR R 2k T A
I T T 5 SR P T B, DL T e R MR B 3R
U R SRS, HEE TR = EaRRSHS
AR W45 5 e 3l A% IF A2 B2 R RE 3 10 e Ta)
Y, EATS1E BB A R AL BB AT RE 2 A R .
Kk, H#— BCAAs 7E38 3l 2 35 TR H 1) s U] AL il
H Al R 0 B . MEXTI S, BAIBA I ZfE
EeE w2 HAlC RS R REZ ) E IR
FA SRR P
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BEEFNREE

BCAAs 5 IR Z[AFERZE KEL, 7K1 BCAAs
AR IR PR EY, HATRER FE IR FETEREK.
BCAAs 7 it AR BE 71 R F§ 42 BCAAs /KF T+ 3=
R $Em BCAAs 7 filfRitae /1, B&{% BCAAs
K, R BCAAs F23, £ IR ) HE ZIRA,

BRI S AT K 1 3h ) A 1T AR [F 2 1 HL R SR
hmm%@mmmmﬁ%ﬁﬁ €71, M >
BCAAs HEFH, {23 BCAAs FaskE ; K5, TTHE
Lkﬁ&Eé%%ﬂa%mm%ﬁ% ¥ 18 VR A T

RE LA [ B o AR 4 U7 X v B 5 R U, A
ﬁﬁ%m{@mo

BANILA LRI P R T8 s i IRIRE T
BCAAs ¥ # 1F F UL iz 3 i@ i BCAAs K i3
IR FAHSCHLH], (HZ&KT183). BCAAs fl IR =3
WAHEAER, BEEUFETIA RS AR A S

T WU A (R E S 1350 5 SRR, Sh/b HHAIE -
It 4k, iz 3h Al BCAAs #5 mTOR #l AMPK 15 5
B SRRV AR T DA KR R AR A AR 3 sk
A PTRER, H H RIS ARG TR a3 & & Rets
BT BCAAs K5 A A BRI R 438 IR, 5
T “i2 3 -BCAAs-IR” X —Hf 7404 H A B K1
@fﬁmMﬁ,@ﬁEwAmmnu%%ﬁﬁ%
Bl

R0 0T B — DB LR LA - (1)
AREF TR BN R RS 3 T T
IR IR T BCAAs Fa &S /EH ML 5 (2) BCAAS
TEIZ 33 IR 1 BARA Y F AU, BLJ BCAAs
S RARTE AR 288 5 2 A AH BL52m 5 (3) 52
AR o E AN A R I o iR AR P WA 12 5
M IR P AR . X R SR AT R
BEPRE T A1 FE DR XT38 Bl B 45 AR 0 AR,

3T BCAAs &M E % IR IEA A IR BCAAs FEAHR &AM H & AR T RIS 2 0k
iy, KT KIMIZ3h 0% BCAAs S ERBIHATRE Sy HHISERRN PR BB I ER L 25 1K 4 -
a8 , N
1 Relevant CoA | chrEBP ‘ <
( metabolites
Acute n ‘ Mﬁ FLAJA \;ﬁ; ‘ — o - Long-term
exercise | ‘_. { AtPiADP D - BT AmPk < Adiponectin. 1._- exercise
: 1¢ED @ ¢

LAk
5 ——— reca 1<—/

‘Adipose synthesis ‘ Lipid accumulation

L |

} o moase
@ [ 1 I N
2 \ t%g g\(f” 2‘

; FASN ; Acyl-CoA from FA 1 Branched-SCFAs ¥ BCKAs, Acylcarnitines | BAIBA
| 1 1 | T

f Glucose metabolism

* Lipid accumulation f Adipose browning

| ‘ Inflammation

!

s
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