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Amino Acid Metabolites and Mitochondrial Autophagy

WANG Mengyan',CHU Xiuling”, WANG Qilin’

(1. School of Life Science, Liaocheng University, Liaocheng 252059, China;2. Agricultural Science and

Engineering School, Liaocheng University, Liaocheng 252059, China)

Abstract Mitochondrial autophagy (mitophage) is one of the main mechanisms of mitochondrial quality
control, in which the autophagosome selectively engulfs dysfunctional or redundant mitochondria and de-
grades them in lysosomes. Amino acids, as the basic units of proteins, not only provide essential nutrients
for life, but also play a vital role in various life activities. Mitochondrial autophagy is highly sensitive to
the dynamic changes of metabolites of certain amino acids, including glutamic acid, arginine, tryptophan
and sulfur-containing amino acids. In this review, the key regulatory roles of amino acid-related metabo-
lites on mitochondrial autophagy were summarized, and also the bidirectional interactions between mito-
chondrial autophagy and cell metabolism were elucidated. It aims to provide a perspective for further study
on the mechanism of amino acid metabolites modulting mitochondrial autophagy.
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1 51F

FEE A (ROS) M8 VE TR B 346 22 1 I LA 20 M 38 28 5 A0 5 4R AR BRI, SOl iR DNA (mitD-
NA) RAEBH R, WA LALR R B A SR ZERAMZH . AT HFLLENARES, b
b 32 4 SO A 15 45 40 I, 451 3 B9 SR R B AR R AR T SR B AR R L R HE A AR P RS S I A RE S, T
FEVS AR 58 AR PRS2 (UL 1), ZORLIAR B IR — i I 40 57 1 ¥ o 400 JH0 JBR Iy R 2 81 B0 SR0hE kDA T 4
FrERL AT BB 52 2 A 40 MRS A O B4k B . ROBLAA B IR T2 AR T LS b X T 4R R 4B A 0 4R
RLASP- | SR B 4 ) R A B AR, PR 1R Y SR A B R B0 BB R 1R T B L B B — AT T 1|

F1 gkt A BRI A Lu Y, etal 2023)

RERZE A A FE A B, B AT T A Bk U8 O 40 M 4R it AR Wy BB IR 5 73 ob , BE L8 R BE R 7T LAAE
HEESHFZSE5FEEHS, WINE TR BB N 32 B ER A, RBOE 2L 31 Y B i1 &S R E A (mammalian
target of rapamycin, mTOR) f ¥ 1 & Mol & H™ . — &AL R &4 T, TEHN
LAE BB IETE T, KRB SBZRANENRR XS5ZMERYRBILE AL, AR
HERANMHTAEABRKR(E) v EETR. SR EHE EEBR ERERU LS KT REERAHY
XoFEOBLAR B W AL B ST R, A i — B R A A R A R S obL R B AL R — e B R

2 #nEBRRHY S LRK B

2.1 ARABSEBA B

BRBEENREENZER, RETR AERMAEEY S BRI, 28 2 BR8N =RR
&R b B P 4R A W BE RORR IR, B T A S 5 Rk A . 74 BB T R T, A SR GE 1 R
EEH ASCT2/SLC1AS # AL, HAELR DB A B (GL AN B AR AEARBFHASE
MBEHHNEARERLEREFABR AN ZRMREAN T EY oK R, 2B 5 W8
BEENE . — T, A AW B & T DR SR B e 8 AR B EOR A W R ERA Y pH (E, T
TV R A P A R DA R A IS S TR S s S5 — O T, A8 R A VT LA ) S mTOR, 0 B e, &
VIR 80A R 24 Rl 8 B s 5 1. BFSR R I, U0 & RT3 n ve 2L 36 4 48 Bl BNTP3 (Bcl2 #H
HEAERMZEA 3) . .PINK1(PTEN %S 8 1) f PRKN(Parkin RBR E3 Z £E& HEEM) HHEEL, SBL R
TR A WA AN . I GLS 35 HE M4 & B R W7 T PR R 40 BNIP3 9 Rst . R EKE T, AR B
BrEE S HEF HIF1IA 5858, 12 & B E (95 Bnipd) HF 5™, 2R LME 3 PRKN 5 £ 84k ik
F#HTE RS RS ER BT LUk R Ca®t $EA LR, Ca®t 5 RHOT1(Ras homolog family mem-
ber TDS A, FELBMATE R Z LA PRKN BB L0k 1, Wi S shgbiik g mt -,
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2.2 yv-EETRSLP &K AR

-EETR(GABA RARREAERBMAEH (GAD BT AR —MUmRIEEAREER, 2K
B EEN MR EER, RTEAIMERER, v-EETREEMERERMEBETHEEREE
FHEF . Z5RAVEMEFEAL., vEET RS BRI R YR 2 247 104 , 5500 8 505 25 AT R 4
FXEE, vEETRGABORPEIAEZSHALRMEREER T EARIS Y, EMEERBILEH S,
HrpXAEEMEBRARRKET S, MEEREE R v EE T RKEE, T EMEMRA. A,y
HETRY) BB T BOS Ay /0 25 48t 275 & BT JR YR 18 BR% (AD) BB 7E (R R, AD J8 38 KO vh M 22 33 iR
R, ATV 2 RS B R KA R BRYK BE A, 300 ) 2253 JoR H 0 BR WK B R K, GABA W FH 1)
B-IEMHEER H (AR KHGRMMAXRY RS G & HMBZ AL & M MH GABA KRB, & v U1 &1 K B R
YI¥E ¥ GABA HIThAg™,

MR GABA KN F+5 » 7T LU i B 2 R Ak W g A B s A ZonE ik B e, X EC il 13 W 4 O 3 8 IR
AMEEM, XFS S ERE A BMZRA B BKEE R LUE A AFTMERRBE , XKV GABA &
i mTOR B A8 77 X oS | YRk B me fZeobi ik B . K Ah, ¥ 8 GABA 5 X 2 % i & 18
5A1(aldehyde dehydrogenase 5 family member Al, ALDHSAD) 7R E R, &2 S BUHA Y 40 A T
BRESNEMRBMGREMELRAEBE. Hit GABA XFT4&RE A WM HI TG, TiES GABA Eil
ARSI I RR B A KR

3 WERNREMY S5 LRk 3

3.1 —RAARSERBH g

—EAANO) Z2H—E LR EE(NOS)HABERY R K — R R I8t . &Y Bt mEHamREy.
NO A —ME 5S40 F EEFEBNFKR K E PR REESMAEER. L, NOREREYN ST
WAL, FSERMFEHNAEMNESESY . SEMN NO BHANEEWNEER , SR FEBEANES,
22 HA PRI BB, NO 7T IS 3 PINK1-PRKN 4 S48 ik 5 1, B 78 PINK1 #6 /3 (9 40 i
HL,NO A R B LM A PRKN 5Bk L. JREA R PRKN FE Cysy,s 75 1 H) S-T0 i Ak
BT E3 R RBEEMAEMS, TRk At . XR NO BRSOk A WA LIRS PINKI $4k /
ZEREPE TR MNP ARG E . R, H A5 HiRE PINKI 3 PRKN # S-WA5 Z 4k, 33
PRKN [ £ B4 149 5 4 B 2 w0 ', BFSER0, NO A B85 1 A R #HL s T3 B w/MERE R™ , NO
VALK B LT B 2, FEST HIAEL RS — S AR
3.2 RS &RA A

WS R 55 — P A R AT AL W Z AR . Xt F 2L 3h 4 , vT LAl o i & 40 78 . B a8 S AR 0 B B A &
DR AR E E4RERBRUNER., HARELEHR, TREE—FFARKBHRELS T, T
455 Jke 7T SR 380 BB UL B ) SRR Ak 1 o, R BLIA TR RER O EE DS H, TR AR ERN O
IEGRI VR . B 58 T RS e, L DY T 40 M th & B 37 B o7 2ok ik A WETh B8 , 3 S BUNL T 40 M 3 8 ph i 5 1
3.2.1 ATMiA# BMB#H Fe &bk g, BYME Y 5k ¥ 3L 5 2L 18 (ataxia telangiectasia mutated,
ATM)E H &G sh bk A W, ZELBLAR T BB M R B h R R EE A . AFRERY, TR EL BT
LR R AR E F LR B W, AT 5| & SO B 1 R S0k Ak 5 B R 19 T8 A, AT AR #E PINK1 7E 4 kL
Tk F R R PARKIN B M5 19 B2 R RLAR 1 5, R A S B4 MR 2ok R & A BRI, Bl & A= Rhi ik B
mEE, RTIAE ATM Z& H S 4137 KU55933 Hiah B A9 40 i+ , PINK1 B R A1 PARKIN #5732 24
#l , PARKIN 5 B igfr 8 H LC3 8 PINK1 W EMBZB B ZFEL MW, ATM EHEE T EEKAERH
GBI B W Y Rk RN, TELRORLAAR A W AR R E B AR AE AL @ 1 WY PINK1 R 21 PARKIN #
5 R IR B R IR AT . R SRR B S ATM 2 B ¥ 54K #i i PINK1-PRKN 38
BEEEA X, RSB WIAIYABE T, AT EBEARIRINEHEEEH PTEN S K
PINK1/PARKIN {5 5@ A 20 . 1B —F2E R /7 2R A, PINK1 55 1R & 76 A SR IG 2RI iR 19
SMEL,RBESFLRA AR, RN PINKL ¥R+ E3 2 RiERM PARKIN 5] AZhifk, )5 PARKIN
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ZREPAREHELEAR, BL T B BRIGSR IR B MM . R PINK1/PARKIN {55 %
BRI S SR A Rk — 5.

3.2.2 THAi@i mTOREFTESFFEEK AR, UHKERRERABALBLA G WAHEERS, BE
BECN1.MAP1LC3,PINK1,PRKN,ULK1 fl ATG & 5, J: & # AMPK (IR ¥ B8 1% 1L 5 B S 19 3005 A
mTOR K™ . AMPK/mTOR 55 @MAERGHRPEEZXEENEM., AXRKRNPFREN, T
KT B I AMPK BB BR AL, BRI mTOR MIBEBR Ak, [ Wi B B 3% i, DA 42 8 422 1k B Wk 5 i A
AMPK M43 5, - AMPK #l p-rmTOR KR EKFEME L ARBFT L RAR, FHLRAR 5 Mgl
H0, Rk, WAE R A8 AMPK/mTOR {5538 B85 H M@ E . mTOR 240RA& H W@ 5 A
F, A B4k ATG13 Al ULK(Unc-51-like kinase) , H X} ULK & $£ 578 M I 4EF , B 1L b0 A B Wk i 7
. EBERT AL, WAE AT # ] m TOR BEERIL , IF 1% AMPK BB§ER1k , AMPK ZEZ fE/KF LM% mTOR,
A DAE— 248 3 WS e i S A ZROBE Ak B I SR, 3 SR 5 2 B2 LA SIMIR M S Jee AV S A Y, T PR O I S e
SRR B W BB ) S RE A ALH A TE 2

4 BERIHY SRR 3

4.1 HWREXSLRK AR

N-Z B i-5-F A A (BB R—MEAEBRRENNERREFERNZHANEREER, FESS
HEMEP[HERNREEDE, #BBRREAE BENSR AT RRE, 7T LSS LR R K TR, X 2 Fh0 0
EMMZBITHERAETN/EH. R EXEBEREESE ROS F ik, MH ROS A5 ¥ i £ 3% 40 M
EIF2AK4/GCN2 (E B BIFRIAE F 20 Bl 4)-ATF4 (i F80E B F 4)-BNIP3 48 9 2 801K B 1, 2
WESHIELAERKZRDY, oAb, i B K E it PPARG G & 46 Yy B8 1435 7 ¥ 315 321K v)-FUNDC1 (£ R
P B W2 O 5P /MR OB B W, DA T AU 1 SOk Ak BR B 09 7 AR, R /I AR i E N BR, 98RO LR I -
T ERGET, R, PPARG {558 B J8 . FUNDC R 10 2Rk B e RS2, BB ERE i
PR R A Y (VDACI-HK2-mPTP) 4t 0 B I h B Rk ik 5w, AR IR R BE AMPK, {2 i#
DNM1L (dynamin 1 like) 7E Ser37 {7 &5 BB BRIk , (B 7E Ser616 {7 s FBEBR AL , S/ DNMI1L 4R i £ i i 43
M, RREEWHAEFEIKE VDACI-HK2 BAHE/E A, B 1k mPTP FF i PINK1-PRKN ¥ 7% , S 4
W LR B 1 W, Vi B - PV R S AR 50 . R R RS TR PRI B /N U A i) ALDH2 (Z
Jii &5 2)-CGAS (3 GMP-AMP £ #§)-STING1 (T# & & M #l i H F cGAMP M EAEFE F 1)-TBK1
(TANK %54 B8 D555 S0, 00 WL40 e 50 2ok ik 3 met> . e RS vl i T &R #2 L iR 2R
KA MH NR4Al(nuclear receptor subfamily 4 group A member 1) B 3215, AT BT DNA B iE R E B ¥
Ff 416 T3 PRKDC #1 TP53 Ki% 4k, 53 BNIP3 i, Rk B E g, £ A& p ke, W
I, HR BRI AR E RN, HERER X,
4.2 RREMBRSEBA g

BRTS5MBEENEYERZIN CEREVTUSERRERER, RREARBREZRXTF NAD' M
LAEBRHE—RE®ERE, RIREREBWEILRFZELERNEBESURE R, FEE T2 MEBIAT) R
B 25X —BRWEEHRE. RREBRREHAEFYRRBRM NAD LUK ARG 4 325 6 JLF 1R
AR =) , X oG R FE T U P, NAD" R A —RE BN AR A ABBESH T, Bd R REAR
BREMMLE B TARFRRATEETXEE, &3 a R i iEE &4 g i NAD' K=
A, BT 35 75 T BT 4R A R AR T BB , o i FEE K RIRE BB AR 10, T R PR A BR i AR K 5 I 5% B i G T B 2 45
MG REHTRIZEY . b, RIRE RS T LAl TS 5 RpL R 2 8. KMO(R
RER -BMEM ERREBRBRFHREIRZ —, &0 FRBKRSMNESY . &34 RNAI % & 3
KMO 2R AT 252 M PRKN MR 2Rk A WERET B . 78 cn/KMO SRIE 508 b, S0k = 3
{ERF IR E - R B, 3 T KMO HJREIE T SOtk A WMER LS . SRIBA I ES ,cn/KMO 5 pink1.park
Drpl/DNMIL ZE3E EHE AR, EAKE T RRERAOMRBTT . R0, B ZERHLEH M AERE.
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5 WERERLNRSLNK

5.1 EBEARS LB AW

FPEERM AR EEN SRR, EEE TR A 2 A0 P EOR 4R 15 40 i A AL R AR
AT, Hi, PR P R ARE R MRRA B B E AR, RAR(H,SR—-FHEEN KL
B PO MU R R R EEAE A, BRI E MR A DB v- R EE (CSE) MBtHi B p-& BHE (CBS)
BALTT ™Y . CSE W LR A2 B 2 RR o ) 22 ok SRR 7 o4 B R 7 5- R PR L RS % (PLP) (W47 7E T 7= 4
H,S. CBS ABHEMERATRF ™4 H, S, 0T RUE S P& R R B RS &7 4 H.S. H,S KF
M Z B RS, HASEE S TR SR BERZHEA FHN . KT H,S oAl R 0E
M,Z257% H,S MRS KF. MKER H,S XA ESA &, BEREERN H.S RAEEZME, FHRELT
PR LR IR TR [ E TR IR G B B AL T X SRR = AL B . EATIRRY H,S W LB R R
R B RRRORE. H,S SEHRRA ¥ EH R EEERKHE CSH) By SSH, #E 1 #3016 & 1 R &
YA

F1 SEBREXKREDXLHE QBN RAE

RIFPEBRES) AR ik X SR BLAAR B IS A 2K R
£ (NH,;) HAEREMLHEED) £ {2 BNIP3.PINK1 #1 PRKN #3835 , T {8 35 28 5 4k & e
AEM(Glw REBKE BREBRESH FERES CTHALRK, 23 RHOTI-RBH PRKN 54 MR & 5 n

Y- EBETM(GABA) BEREBERRR) Y- B TR¥MTE mTOR M &bk B 1%

T NO fi % PRKN K SRS EALF1 PRKN 547, i J5 3148 L& 5 1 PINK1 #l PRKN
— £ /AR NO) N H S-TEASEAL T 48 SRRk B
&8 NOS) 1k &
NO FH0 75 W ¥ A9 T R » AT 400 7 £ 004k A 1

WAS B E ATM $ B K8 9 PINK1-PRKN i 8%
WAE R BaER WA B2 S BECN1.MAP1LC3.PINK1.PRKN,ULK1,ATGs i3 % . AMPK ¥
¥ F mTOR I3

#BERME ROS AT/ EIF2AK4-ATF4-BNIP3 B4R #i i 2R bL 4 B

$R B FE M PPARG-FUNDCL B35 ML /AR i 2 L i B e, 9 422 .00 JUL R i, 75 9 0

B

iR B R L o BRI B R G M 2R R IR VDACL-HK2-mPTP & & ¥k # 5t
RER BER LBk QW

BB EE S BIE ALDH2-CGAS-STING1-TBK1 155 538 B , K £ FT /R 3% 18 5% /N B

O JULGH PO B 2R L Ak B T

78 B £ i# 3 NR4A1-PRKDC-TP53-BNIPS 3l 1% Zohi 4 A Wt , i 35 Il T 0 o Wi Js JF

T 40 M B 2 s i

LS (H,S) A ik R 8 HALEE T PRKN F1 USP8 #5246 {2 3 PINK1-PRKN 45 0 20B 4 B 1
2Bt H K (GSH) FER EMER HEER GSH EadiHI B H Atg32 RMEILR1& B g

AMEPE H, S BT DA il o fsfe o 153 495 18 AR B 48 Ak L 8K, B0 Y 48 T 40N 1k Ty BB DA T AR B AR 47 M & T I 1R
. BHFFINR, BEORLR B WA 58 2005 19 & AL R 2 1E T R R, SRR AR H, S AR R 1 R 2R ik
B 5 24 & I S VR AR, SR HL S W I T R AR R B & SRR P E . SN IR H,S {23 PRKN
BEE R LRk EH R PINKI-PRKN /3 ik A mtY . H,S 4+ 51 PRKN LBk B WA 1 &
Z R AILEE USPS K% 2t 1k 3 58 T 40 N7 # B 15 1k, 2 #F T PINK1-PRKN 4 5 B £k 1A | 0, AP R o
H, S B4R 3 ikt 1 P9 1 2 B W A T R RL IR T RE TR A , B AR 4 2 o0 IO SR04k B W R B , DA TG X M & T i AT
47, Akt/mTOR @B EH P RAEMEM. EREEBRERFEENZMET,CBS.CSE fl SMST 3-HiERA
B B2 i 2 5 A ) I = B R FIRIT RSN B B Ik R &< AEE Z K H, S,
5.2 WHRERS &Pk A

BTERER FREARES —MHEREAER. EARTHFRABBZES Ak, H it H 5 ER W 8
THELB WO G —FEZRG, N EREAE RS EERR . RATTRARNKETUSE
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EIERKEER R DRESMRR A HEESES. KEKABEEREMTLTRND . LREH,EH
B R BR #1300 18] , PRKN MBI 46T B BEN N, 2 PINK1-PRKN 25 T XA hifk A= . kB PR
AR SR HEAREEEWF ZE4E, B aE{Ed PPP2/PP2A (E AR EE 2) 40k T3 19 B 1k,
SEHMMBEREERRAEEMAHARES, SEERFRERGTUIENESH T, 8 mTOR 558K
TR B, EAPFREN, SRR B W2 E FEURMEM TORCL MiFE, AN E S H#E TORCL
B BN R AR BATEERE.
5.3 BMEHIKSZb ik AW

ABH K (GSH) , v-L- A& B-L- R EAB-HE R =K, R4 AR ERSHRBREHF, B A
RAMRF AR E LM (GCL) B MEARMARR AR v-AEABFEMER, R 5B A H KSR (GSS)
ik - E B E A H E MR GSH, KRASRHREFSIBTREEERA, BB ERENE
Y4 Bt B SR L R SR & AP, GSH it GSH KB i B ALY S 5 8 1k B ORI 38
AL EA GSH(GSSG) ., B GSH LR AT REMNLA B K, BA LSRR Z LR AMEXE
GSH B#AEAT UM FHMMA GSH ML iz, e AN N ELBRRERAEDY, HEEYH, b
B AR S 1 VR GSH WD g shak B o i B e L (B R 8 3h— b 8 Ik, 330 7 8R0BE Ak 1 6 T LA S
A FE AR R B A GSH I A AL N-Z BE-L-E e & Mokl , AME 40 i GSH £ FIE#H 45, B4,
GSH Pl ATG32(—FRpAMEE A, SRR A BB XEE) MERIE, S PBLB K A mE R, B
B LR R A S BN £ YA IR E %, BEIS BE 2 B2 B8 1 I W B 55 B B8 (Cho2 A1 Opi3) B4k % g
e, FELRBIR BB S &M T . 6h= R B Opid HWAIRIE Cho2 1 M 2R, S B4 b H K
IR H A ATG32 B #IE . SR, GSH BEREA N AL sh Y 4 is b R eitk A, HRT i RTEZE.

6 4iik

FEBRENEYEGTEHNEZERYRZ —, R RHURE S5 T7 38 5R LR 500 8 R 7 LA S e s
BV AP ES T HREEZRXRERZNER. BRRE, AHEIERRZ , SF M E LSRRG K,
2 P 14 P58 200 B 7E AR R A2 BEDR S R e 355 BRI S 0 AR B0 P48 . R A SR AR W A D Sk Ak A Tk
VR T, TELORLIR A WP R I RIPLR R AR B (L3R D, R IEHE Z 28, AREERRH Y XA F
MLk iR B IR E DL AR R, BT RS HE LR Y A ELR K B mEE W2 RKALE A ERE,

SRR R—F R E S A ML, BA AW RS R IR EY R AT LR, XBLOR AT
HARE U, LAERR IE B R SORLR SRR AR . S ) B8k A8 38 e B R AN [ Ry 0 120 7 380 1 90 o K B ik
VAR F SR B B 5 ), X R B e Fpil SOk B e IS MR e R N R S R AR B L . DI — &k
e, BTERR WIS e SoRL i B W FP 9 A BEAH OC M, 32 B T3 26 A1 0y B A8 I A A1) S/ R 14
B, EREFILT, XS MR TR AT AR T WIRMEK . B, NI Y e SOk B i
R TIAE BAE AR — B WRATIR . PR E LU, EEEBRA Y B U016 7 45 7T LLIK 30 38 2K F 9 2%
RLAA B W, AR SCBOR B T BB R E SR it . BRI ABUR D T AW %07 i, BEIE A R R AR AU
XA [R) 40 B S Ak | i R AL o 3 — 20 He s B BRI W X A R R AU R A R R T PR R A

£ % X W
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