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[ Abstract)

In recent years, it has been found that the increase of plasma branched-chain amino acid (BCAAs) and its metabolites is an important

The changes of myocardial energy metabolism play an important role in the occurrence and development of heart failure.

feature of heart failure, and forms a malignant feedback loop, which will eventually lead to the progression of heart failure. By promo-
ting the catabolism of BCAAs, reducing the accumulation of metabolites and restoring the metabolic balance of BCAAs are expected to
become a new target for the treatment of heart failure. This article reviews the association between abnormal metabolism of BCAAs and
heart failure.
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1 BCAAs H4EIE{EH

BCAAs SN ¥ 3 ) a2 FE R 1) 1 B 20 iy, o
REBOHFLh Y T A IR Y 35%, L Tl Bg
R BEWAT £ 5 3 S M0 4 00 w44 O S BE R AR TR,
BCAAs TEAAR PN A 4% 8 224 BRI g, J2 52 ma Qi i)
BE5 . BCAAs AEMS I IFT 7L sh i ih d R AL A
(mammalian target of rapamycin, mTOR) {5 5 il
PeREEE TR R, A AT LATE 2GRS S =R IR A
SR AL BERE, BRI LLAE, BCAAs 38 7T i i #%
e S o 368 T % 2R 5 A W T SO TG
TERIS .

2 BCAAs BRI E

BCAAs Jp fiff AU Jc ph 52 4 28 2k IR % 2 iy
( branched-chain aminotransferase, BCAT ) W] 13i i 4=
W7 5 o P FR ( branched-chain alpha keto acid,
BCKA) , SRS TE 3 HE o B R I % ( branched-chain
alpha ketoacid dehydrogenase, BCKD) & & ¥ fE1L T
SEARERR AT 30 AR A T A E A =R IR IE R )
JEAALAERE, BCAT Fil BCKD & A1 BCAAs 1R
vk EE T EA/EH . BCAT 434 BCATI F1 BCAT2,
FEAFE TN B RERLO R 2E IR R L7 o 3%
i%, BCKD 4 S J& BCAAs 73 i AR g 4%
AORRGED B8, LG PR P E BCAAs 2 BCKA FY B K
S, H:#p BCKD 3 ( branched-chain alpha ketoacid
dehydrogenasekinase , BDK ) Fll BCKD B F& ( branched-
chain alpha ketoacid dehydrogenasephosphatase , BDP ) 1]
LAY BCKD AWl -5 BCAAs fQf, BCKD
SLE WIS T N BAIR i S 525 W) (pyruvate dehydro-
genase complex,PDHc) , — 3% H A L B9 3V JE 21 5l A0
PP, 4nlE PDHe, BCKD 4t HH 45 W
B Elo BBERRICIRAS T E . 29 BCAAs KPR,
Eloa #¢ BDK i R L , AT H] BCKD { P
FiliF B BCAAs, 2§ BCAAs KV i), Ela #% BDP
LWL, T2 BCKD 5 LI BB BCAAs 7KF-,
R, BCKD 2 R A 2 L B0 1 5C 5 20 98, BDP
A HEYE BCAAs S Hile /R

3 BCAAs REIRESLEMXR

OBERE R AR 50 R E AR ARG, AR
1M, KA AR P A RE R U AL R S 2R, id 0

5 EE R R THEAR QU X 2 BRI A QU S A O
FIRHLH AR A 2 B0 Ruiz-Canela %570 f
AT ST IE S BCAAs 39 BILCo I8 9305 XURS: |
SR 5 58 EROK T TH i WA DA 2 O LA Rl XU
PRAEY), A Z A5 i 252, Uddin 45 3 5
X4 5K B LR (dilated cardiomyopathy , DCM ) /0> %
B FNIE R AT X LU ST, &3 DCM AR5 51 1M
SIECAT IE K BEAIR R (22.3+2.2) %, 1EL
LSRG, DCM 835 220 Z AR A G JIE BCAAs K
FEOEW N BE T

MO NESZ AT, BCAAs PAQHt 52 3] — 5 #
S, Herfr BCAAs 20 Q™4 BCAT2 (BCKD JE
FLFNZ A I3 22 4 R/ /3 R 1 I DR IR I 2C K
R G1 (protein phosphatase 2C family member , PP2Cm)
FARREAR, T BCKD FIXMEA G, EEME, %
UL BET BCKA KP4 8 % T . PP2Cm 238
A 95 BRIKME— N JEE BDP'' | 7E BCAAs 1k id i
BT BCKD & A 1A 2 B R LRI BT
Lu 250 GO RFFE 3 W, PP2Cm 75 BE T 0 1R Ji il 1 45
ANER B O LR FP R Bl 22 R e b B R R R GA L TE
PP2Cm # B /1N B, BCAAs 4 i A 3 B A5, i 2%
BCAAs & B EZ WA, Sansbury 2 5@ 1 i 7] 3=
k4578 (transverse aortic constriction ,TAC) /) R
B IESE T PP2Cm it Z /N B2 R0 %, BCAAS
SRR AR R AT A5 T/ RO IR S BE € 1E T ) 67 £
RO IUE . ARSI, OIE PP2Cm 8 A fE
5 kriippel FEEIF 15 (kriippel like factor-15, KLF15)
A, KLF1S FEETT BCAAs g ARl h & 45 &
SRR, BRI AT 55 BCAAs 3 ARG 5 4 1)
HLEIZ —"" . Haldar 55" RWF5E 2B, 760 LG &
3l kO AE B9 N FD BRI KLFLS 305 IR,
KLF15 2 /NG R I P 0 5, Sun S HF5Y
UESE KLF15 - (5 s 1238 o 1) BCAAs 3
ARG IE B, 0 5 /N B B0 DEAR 3 28 . Uddin
SEUAEY IR AL LG A IR0 I R 0 E T & B
BCAAs ZM A& AR Z 451, BCAAs K Th s, i vl
e KLF15 /519 BCAT Fl PP2Cm FIA &, X
BERFSER I, BCAAs 23 i AU 35 L 5 2L BCAAs K
BCKA S5 Wy AR, AT 0o 1) i A K e
7388 5 9 A0 A ) SR AR, £ 2E BCAAs 73 i A
AR SR O IEIRE . LB 3,6- " ATF [ b]
BEWY — 2 — FR iR ( 3, 6-dichlorobenzo [ b ] thiophene-
2-carboxylic acid , BT2) J& BDK ) — F = B 4 S5 M
e 00, wT RLAE RRINE UL PR B e B 0 U A5 2H 21 Bk
PE A > BDK 3 3k, B IR BCAAs ¥ JEN
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Sun ZE1°V & IRAE TACA JH 5 , BT2 Ab /N B A0
IEH W AEZES N5, O EY T >, KA
B M BCKD 358 BCKA B, n] LIXTHE 148
Fufar (DI BE P AR VE T, R RER O it J e
Li 25T B, AR AN FE BCAAs A /N BBk
MR E IR, 3O B MUK 1 ARURE 8 538 i 48
AR, T A BT2 Ab B 5, BT )/ B Y
BCAAs S, 46 /MEAE T AL, X F2 B BT2 fig it
BCAAs 4t REAS U1 i BCAAs B RIMAS R 52
Wi, SAASR UL, BT2 1k A ¥ BE A% 1 58 .00 JIE BCAA 4
b, st aE /NI D AE I 4 T RE L Kitaura 260
A BDK AL iAol O S5 D e &
UESE () BDK #5547 b, A BLA VD 4H (i 45 5
sk I 1 RYSZARBE M) 7E b BDK il 4E 5
Ho AR 2, AT 48 Ry W 7E 1 B 78 BDK 410 i 551
YA AT IR OK BRI BCKD & & Wi 2wz ik
JKAF- Bl 3% BCAAs Wk B2, i 17 5 i BCKD ¥4 1,
BDK 150 € 1 iiF B AT LAR- 4 TR 388 10 67 i S0
TN I RE , I 0 ATk /N BRUBE 5 Ak, I
Ut , B VDI AR S — Rl A 20 BDK 3056150, 5 R 3G
J7 BCAAs 205 B Atk U 8 RN I 53 9 O AT 5%
29,

4 BCAAs RiEIRES
B

JL4E BCAAs 2 HEZ R REIRY T, {H BCAAs 7E
O HE AL TTHR 105 wmol/L A ER 24 1 | AN B Sk T #E
) 5%, R, BCAAs il i 5% Wi = # iR iR 45
Az TS B0 T RE R (AL AT REPEIE # K, O
WA TR BCAAs T RESE MR 5 FAE RO
UIReRt, S MR is it 1 A& L iR i 12 4
& (L-type amino acid transporters, LAT) 5¢ A¥ [,
LAT J&—FpdE Na® il PE a8 2k ik, 7 Stk as v ik
BEEIR | SRR R SRR MOF R AR A, LAT 43
LATI ~ LAT4, LAT1 1 LAT2 1 %% Ky % BT 4% 1k
(solute carrier,Slc) 7 (Slc7a5.Slc7a8) , 1 LAT3 Hl
LAT4 MFR N Sled3 (Slea3al Sled3a2) . 5 LAT3 Fi
LAT4 AH L, LAT1 FIl LAT2 X252 /R S5 5 4 R . 45
AR RNER A EZ R RS, AR
LAT ¥%12 S 40 B 1 i o FRAROE T A Bt i, &
76, A E BN 5% iz 8511 (SlelaS) ¥ A Bt e i iz
FNAHL N ; HR, Sle7aS Fl Sle3a2 & & WAR I i
BRABENEATE AN R 2R
fid J&: mTOR 15555 3 0 s s 70, mTOR &4
Yite D e EEA mTOR 2 4% 1 1 mTOR Z &4

LI EERE RS I 1E

2RI R 5 R A A0 S A
mTOR Z5Y) 1 TR & A HAZ R G B+ 4E 45
HE AT p70 BbA S6 B 1| BERRIL L HEER

TMAEE R —Fh mTOR S5, %0 58
JRAFE—E RS, Wang %5 38 i 568 4R 3h Bk 25 L/
SRFA A O AT AEAR Y | % B/ B BCAAs 43 A1 32
i1, 0L BCAAs E L, 1AM R 75 BCAAs 234
Jnts i BCAAs 7K, 1380 0 WL mTOR {55,
FOYIRERENG . TRIAEE 2 B AT - EcH ny Rk
oI , 16 R - 48 B B AR i o HE e = R A
H B e e riayT . KO RS InER S 4E
VFZRIWER, A48 Sk S 22 5617 9 46, T B i1 il |
el A LAE ATt B A e IR TS 8% 2 R > i
A, A WFFE & B mTOR 1 il 351 78 0 L5598 06 h &
FE—E/ER 0 mTOR 00 7] A 7™ 0 @1 5 473 i A4
KRR T ah e g b, Bt i R 75 22T e 1T
ZIET R E AR WS, & 2058 H 870 A
PRI A L AR 35

5 & it

BCAAs S AR =W vl 1 M 155 50 F, fE O
WREREPRESEEH, A UFIEN, 8
BCAAs ZM AR IR YT O 2 A B2 05, Hodr,
F¥& BDK K mTOR #ll i 57 J& el 3 .0 IE BCAAs R
WS MGE O IR DI RERE R A T B Z —, I
PR b AnA] B R I BCAAs 5.0 T BE AR E] 56
A BCAAs HLEIRITHOR KGR R, MG £
s RS 14 1 AT 36 B I IR A M7 S k5. IR,
HE—25 I BCAAs 78032 H (R VE FHAIL DR B2 418 B
(1) 0 BF AR T SR
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