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Abstract

In recent years, although great progress has been made in the research on mitochondria, there has
been no significant breakthrough in the clinical treatment provided by relevant research to im-
prove ischemia-reperfusion injury. Ischemia-reperfusion injury is an inevitable consequence after
kidney transplantation, affecting both short- and long-term transplantation results. In the mito-
chondria-related studies, we collected relevant knowledge in this field and comprehensively dis-
cussed the current correlation between mitochondria and ischemia-reperfusion injury and pro-
vided ideas for improving kidney transplantation. These strategies may provide potential thera-
pies for future I/R injury. It also provides potential ideas and treatments for ischemia-reperfusion
injury in other tissues and organs.
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1. R RIE R

LRI OO B CL (s e as, JLPAAAE T AR — DA, ENI3ERZERF 2 Fhai o)
REAERE, g PE(ROS) MU ESFIUE T-I7KF[1] [2] [3]. BREFEMRE, Zokifkr=4: ATP, MM A2
JERZH i Lh e LA AU A2 AN AL SR A e ORI . SR8 A2 9 e B A AT S5 MR T IR mh R (X S P
ARG, BT ERNMBCRES T, S8R LR AGE 2R A B R, T HERR 1 S48 (1 4ok
B, RANE FEAMMRIBIR, e SRS D ReRhs DU i — b rI R R AR A3, IF HAE BT
AT, BT Nat-K+-ATP BREPEGANH], FrCl A A Etren T3 2, SRR DL B 28 38 B4
MBI AT SR 2, @B ThRE R 2RI A2 B B 4], 4ERFERRLIR AR R R T RE R P E
PRIER. BRI B T 5 YRR, MEEW IV MEEW | [5]. ZXRHE ETC IS8
WL R ATP AERuE/[6]. IR — e, RN LRA S EAFEE RO T O] IR
AR S, BUAB SR ZERE AR AR e R IRERE, (EHRERSISER LA R Y, BB
OB FRIBT, YA AR SRR R, AR RRBRAS A, R ILR[4]. RREE LRI A T RERR IS AL B T
POw I A R i R, BUVEROR 7 RRR NSRS, MIMTBER 715 K DR, 240 el
RE SR IR A ™ A4 K ROS AR AR IR T Al - R4 40 . ROS AR A 4H i [H] 1 i [8] L%
BN, IR SAE S o BEAE, IR PEELERLAS) /12 A bR B, B S T SR A Th R I, AT
BALEE 1M IRl I HLERHRL A 32455 206 o] BBl b fA - AR R Ak . DRIE, R R BRiX 28 OS2 45 41
SR YERFAN I A A RS S AR A RE /) R LB, R PR EVE 405 5 AR AR A 5 B UIROIR AR, R w7 T
WtikEIR, ReEatRESR . LORR BB AL 2 BRAK BLRAH N IR I DY RE th 2 32 B T30, & =7
EKER ROS DUt — 0 S EAIMACT . A B AEBE— 2D i E sk 45345 hlE S ZAE I[10], 2 TUmE 7T
RULEE IR R AR RFPUE K A B [11] [12] [13]. ISR FUAIE A T 2R A A2 B i P8 B2 495 3 )
MRS & . 10 H., ZORIAA DA SR AT 1 LRt e 3917 A B BEAR Ak, 10 HLAEAS 1R
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o3 Y32t R DA R R A2 3o At e 38 = S AR D

B R AR IR AN T VS P B S i (A, 5 S ) J R L AR R 1 B AR T
FEAE B IS Bt i B9 FR IR — ZEE AN v e S Mt 22 Dy o 453405 0T 40 T A 4 & B BDORL v 7 P A R
BRI, B S CE AR PR AR R 22 DA IS TR AR v SR L3, 5 J AE RN B2 AR IS S5 R T- sk L300 . s B )
BRI A LR G — RSN FAE, B XA BRI R R s L R R (IR, S
RIS . B VE 2 A H YOS EORL AR A DCRT LART 1k sk i FR B 05 5 T (st T, JF HARE 'S
Y I T AL 5 B H LRI B T .

ot s B (A is DR T 40 R S T8 2 A o BRI — PRIV (1-R) 15405 AN DO RS AL 10 B Dh e A R
TR, T EL R A R AR S B AT TR (52

2. RN TR EE TR EEY
2.1 LRRIFHEXFRRR

1) HETZEkifk ROS Hy/=A: Ol i — RS AR 400, mtROS & IRI-AKI 28k AT Re
RS AN /N ROE RSN R B 2 — o MHLEE EiJE, mtROS i3 40| TFAM (A3t Lon /S 1%
fig, FEAKT TECs o TFAM MI=EJE. TFAM st =it —B 08D T 4kifk DNA & sRZRi s kA, M
MAE IRI-AKI A T T TECs H () 2 ki f4 DNA FEu FI AR AR TR SR A [14] . TEAM J2 4EH5E ' IE H mtDNA
e R R AR AR EERNE. HT TFAM AR, R e 2 0B AR, B DALE S F
FEAE AR P 4R E I TFAM B 2R EZIER, T TFAM fEZ KA A — B mtDNA £5& 1A
W BEAR, FrLANZ3E— B0 &R R 2 TFAM 5 mtDNA 454 52T R SR AR B LK AT 1E A IRI
JE AR WEVR S VBT #E R

2) FEHGTHIBEFL, SS31 (Lo i it AL I 10 1) 1) B B AE AR AT AR A CR P 22 B A SRR, (9%
3T i /N A L B 52 %% PR A A5 493 [15]-[20], FFAEAR A k2 S8 A REBSORTR R (IV/R) 15 = (1) o IURE BE o432 9
AUE[21] [22]. SRRAARSE I HT ALK SS3L T 7t iok 1) 4 Ao V7 5k 2 P i /- E R 453 SS31 A 2 —
AN R ZORLAR ) ROS TR, 7E PRI IRI/E F T B2 e [23]. SS31 Tl B ml LAY/ A R, I
IR Z PR (ORI 0 . FFANME. CoULANAR. JBE S 40 B AN B /N 40 ) () AR 495 1 5 O 452493 [ 23]
[24] [25] [26]. fEHREAL, SS31 BVRYT W 7R H ] LLJsD (VR) 53 B Ok KAl S i 43 [21] [22]
[27]. HEIHFITRE SS31 JAYT stz 753 B R /) B 0T 2 B 055 B I A A SO T, PRI R AR AR
[KF Drpl fIZik, 2Rkl 4 8 A (Mfnl)7E SS31 JAY7 Ja THai[28]. 26 R 2 Rse, HAT Rt T SS31
FEAAG SRR T 7 T E R, T AR I At 28 /E B A 0Pl . FLIR SS31 % OPAL DL Fisl 1)
WA e — B A

3) BT HEAMZL R ROS FAE M EERA . /E'E IR MIIEHLT, it Fenton B, £kiIF R T RE
xR K ROS (H KRR B I A BLAR T RERE RS AT NOX S E PETT G AN, AT 7™ B 169 568 41 i P 48010 8 38
FRR B A [29] 0 T IUE 326 38 5 75 (AL R) A& — o 67 T~ 2 R A4 L[] 2 [ (1) SR B A0 Bl , VR PRt T BB R
PP R E T . BRI R ALR Fk B B0, SEZH AN ALR I8 (i 3E B /1N 4 i 1 5 A 55 ' /s
EANRET, ARORERE/NES, SEEE DRI FE29]. IR 5EAITA R, AR T 1)
—ANFEEFR . X HFA KA T EF T IRI 58RI R . SR T Lk 77 T R 78 516 B
kR . WEFEAE TS F AR AR L 188 7] me — MRAE 7 1A .

4) Mito-TEMPO A 41 g N It 8L IR IE 2 A ALY TEMPO (2,2,6,6-tetramethylpiperidin-1-yloxy) A1 TPP
FHES T I 4, TPP PHES T oI {2k 1000 i 48 b A J5 i A7 B2 e B T 1) 2R Wi A ROS [30]. K BRE P
HEJE MR JFIES: 3 5805 K4 T mito-TEMPO AR I mtDNA 7K1 GokifA BT Al ATP AR, Tk
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B2 RRE A B B3 [14]

5) —FAERKIEAR 2 12 E HHIEE BRI (IAC) E S IE B FEAS 5] 1) /0N BRI 205 5 i A5 78 v LA U
WAER[27]. TERAEMEEH, WOORA PP, 1T 20k L 45 HK P 245 e vd M4 e, ATk
T S B A R T R ROSE[31] . BRI, T HUAH O S i LA B AMA R S B 4% DC #4215 5 A
RKIVEIT ITIETRALHT I L

6) LA HHICHIE TR B RIPo a8t $00 i) 5 40 B T FEeE R OR 4 K BB I 252 IR1 IR [32]
XA RIRI RS E AT RE S BT PIBK/AKE 15 5 38 B% (1030, M #0H] mTOR kiR ik, SR H ait
Ft A BER B RIPo 7EVRYT R AR, B0 T I 515 5 B 2 A ) 4 R O T2 AN 5 B WA A i 7

2.2, &REEET IR HFARENX

LR R W S I [ W [27 3% B P RS2 AR 2R R BRI, WRE AR 3R RN B R IR AR A
17 HI#E %2 pten i SHIEE B 1 (PINKL)-Parkin i@ A1 . AMK#Z R OHLEZE B EAMT MOM 1
Ly BRI, G0 BCL2 MHEAEH & A 3 (BNIP3). BNIP3 FE(BNIP3L/NIX)FI FUN14 & 1 45yl
(FUNDC1) [33] [34]. XELEE i B S LC3 [35]4H HAE AP £ bk e ) B WAk . fEBVESIE T,
HIF-o 5 Bnip3 531454, i Bnip3 ik, HuRdihifk Gmg, JEFRZERifAk, Mt ROS /K-
Tt [23] 0 S PP AR B, HB R R AR R 1) 32 BN L2 8 I 7E RO AR T BT mPTP (1 ORI S
FEARIPEHE I (UCPS) KK R MMP,  MITTFE IE 5 25 A SIS THIEAR MMP. il JE ZR 1 58 1) 2R AR 22 i S8 10 S
N, MITTHESRANANG 77, oAU, IR/ NS A [36] VE T . AR HE 22 ZAE A R A 41 T 38 5t Bt i
HI AR F R AR R . BEONREE 00 T ZoRi ik B MR T kAT 1T AL, (FAREE R S 20k
s R 2 TR B AR ELAE T AN 2 . AT AR LA T AR B ER X R P R PRI R R 1 T AR T 2Rk Wk
EENESTER

23 SRTE&NEHXA

G R R AR S 1 e B FL(mPTPR) (T, AR L3 C BEHARRANZ kiR DNA %54
JF s IR AT LS A TR RS SANAE T, FEE NG AR5 A 9% 7 AR U (DAMP) (i S R
G928 I I 1 G 28 G [29] . mPTP [T JF 2 51 AL 4 A 8 55 TR I o S e A7 1) A 75 LA S SR AL B R AL 1)
fif#h(Crompton, 1999), FEHR ML FRFEFSG GO, XFIMR G 2GR, SR8 A7 BRI mPTP
T TE T80 JE IR S 45 R FERIEFE . BFFC MPTP [RIBE 71 2540 0 76 T OR3P Al 46 52 0 R I
FART R IR L 25 (6], BFSE MPTP JEIE R AE S AT LA A SR 28 B RS AR DL R ORA 20 M 42 (1 1 JEL 2%
24. BEBENRE

TEE R R, B AR B I ORAE R R S, IR SV E (HOPE) B A R TEIX A 0L T B
R FVEE R o SEUSEARIR PR ER TI N, FFAl R Bk i A IR S A QI B2 18 1 A5 e 1) 1 5 7% AR 1Y
TRIPETF G XFEI I AL —AVE F E ) ATP, JEH AT DUER RBRIIRR L2 B AU . S M S 7t
B Mitokb 3818 B 7 NS11021 7] LAORIF R A8 B4 5 IE S SZ A AT 2 BIE CS ¥ -R ¥R NS11021
A LARAP A (A I 52 CS + T B S, FEZRARIFIR D) RerEhT. A A B R L A1 40 i st
Too XLV AN SEUR PR DGR T 24 5, RO BT B AR B S8 CS + Tx 2 ME Dysefs
15, RASEEFIR[14]. FRRATHE AT ADFFT NS11021 M 253 |80 mitoBK 3#iE LG58 HAE CS
S TE, RN BA RO R R .

S A ST 7238 I TR HLAE S AR 1 2% B 2 IR T I ik 85 35 ek /b R E R DK B 1) 3 M 4 (ROS) 7= A
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UGN =B ER AR (ATP) K TR sk FH4E[37] . FF H H B0 70 3 W 7E Sl i F v, BRIIER AN 2 DL K
ATP [FIHFERZ 51 RS 2Rk T RE Rt (1) — AN OB

il B A5 1 S 45 ANXALsp AT BRERIIE 5345 . ANXALsp 754k N AMAI eIt AN AAE T, FFRETH
BRER I A S . ANXALsp S35 30N T 5 R PEL R 7 R S AR IR R IE, JRIREI T 5H 2k
WA RARAH S B AR 1A [38] . ANXALsp A i B /NE 4l e Ze R AR OR G Rl T~ sirtuin-3 (SIRT3)KIA .
SIRT3 [YTERI % T anxalsp /M FISHRALIBIE T RS . ANXALsp LI SIRT3 R4 ZekifAR ML -
FEAREBRER 1 AL 4 P45 O FREIK 24k 2 (FPR2), X2 —MiR2&H 9 & ABBLZIA(GPCR), W1 NIRH
FEIR . 28 e hB AR 77 R AT 20 i i R A o A0S G iRU3 32 44 (Zhuang: 55, 2020). FATTAT DU — 25

WEFE R BAHE ANXALsp /& 15 5 FPR2 454 LA KT FE ANXALsp AU SR &, 3082 —AME A 1 (1
FLA[38] -

2.5, EERTRR ARG S EHRIPMER

73 R 25 W] REX BCE A TR R BRI AR, Rl th ] SR B 2 1) 8 i . /NEERR(BBR) AT
IRI J5 ] BE EA ORI HLA . H AT E RAEARSMIER] 1 BBR I8 10 P 5 (X 1 SR A A B Bod A2 36t '
IRI FEAEIRY T EL. 45 RFRH], BBR HUALHAMH] 7 H/R 453475 (1 HK-2 20 14 AU A BN Bt s (R T
PRYAE F I AT R 2 22051 BT PAY i ) S e b A B A2 (R I [39] . SRIE R AL H S, 4RI C
MRk, MR C RIAID, RUITHER AT CLB Lok A DGOSR HK-2 g T, 3K
MRAZHE— BN TR LKA R TS S T HIR SRR BERIEN—MME Ry, it
D0 R SIG SR B B 75 4 T HE [ R AR R ER SKTBBT B IR, b4k, — SRR RIS Bt v] e
SRR AE R, IR ARKB T — D EET7 [F[40].

2.6. NEBELERWR

LORLRRE R TR R R ZERLATE N 2R 88 B P I — AT o, SOl it FT R ] 0 B8 I ks i
2 M FLE AR, TR I ZRL A 45 & B 32 R 0 P URPEZR R AR I 25 v, R BT fR 4 %5 A
e A T R IALASE TR (o B AT S BEE) S SZ R L PR 475 [4 1]« I RITATE 70 3 W A AR A RO 2o 1k 2 7 A AR
PRI, PRI (2R AR A 22 SE B R, A& T T BRI . RG2S B S 4L
73 B R AGBT ORI o« BRI LTI RR A RS 20 185 (0 R MRS KR BN s (A A% A 1A s FH ATV T
B [42]. WSS A WP T RE RO LR AT A AV 2 AN R 5 ST 0 1. SR, AR e BT SR
— AN E BRI TATFTEA KRR GHZ, I BT RET 2 90~120 73804 RE5E . B I ZRL A X
JTE R R SE I A fp k20 o DUAEIAIHT I 2R AR SR U IR F0S i B L kAT Bk, AT A O 4
ST HE DA S B L SR BRI 2R AR TE B2 DR, F B TR R AR i )n 3 IR A R
AR, IX TR A IR BT VR AT B e RR B T T iE T o IR AR TR U Sk i 2
HLAEZ AR P IR IER T BCR & 8 4F . JF H i T2 T IRI BB EVEA ST, LAVPAl 2o i
DIREA BT B IR FOERORE L, e A TRINA e A B I DhRE T IK AL L o H R AEAE A Ay o7 o, — 7l
FEEEM BTN, Ml i, H AR SRR T SR LI B AR . ER IR R A
T ha AN B, 3 SN A 2R A A 8 Ay s N LA R R A . BRI B 9
WAFAERTS ANEA T A AR TR BEIE 94 K8/ T A AR A4 S B CLAIE WA/ bR SRR AR, H
F IR EEIRAT T BELE RN e 20 I 1) PO 25 R L 2 AR B 7 v R A P [42] o SR A8 I IR MK 2 Bl \ 4
MR RAFERNAER], BAT A D S 2R ARE I B A AT, o 3 S 3ok Y 2o A s Bl Al SRt 2 — A
TR, H AR A EORLAA AT AR — N DL B SRR A, SRR A T AN, Bk
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MIZRLARIZ AN T R AF IR LA RAF JETIYIAE 22 A 2 P R M, SR S A i A L FH v 22 5 A e 1 1
H AR LR A M 2R A DR B AR VR e B R, ORI A S R 4% B, XA R AT A HEDN 5 ZEHEAT 10 17
FEVERBUEIX AP ELR AOLE . BHRAIE,  H AT AR SR FERAR UL Ay BEE X IR R2 . X LR A RS A
& ASEERITE 11 BRI AR 6 73, TR B 2 R FUR PPl 25 45 B 1 i B I 2ok 1
NECE, IR TE R IPF I HLHIR PN B A5 DR R I ARG T 3R (6 7 o

3. &t

FEASCH,  fa] A28 1 LRI ST 0 B R i L R VE 45 D RS2, DA SRR ST 7 AT BERT - o
B R AR T TSR BB R BB . R ROBT SN Z R 2 bR ROS (7™ 42 DL & B BRpLA . Toi R 2k
R B LU AR SR O 2R A [ i A Ik SS31, TR & 25 H R TE BRI (IAC) S5 o [l IRt 3 1% 5% I
BB R, RS0 5 NS11021 B P RFEH « &5 bRt B AR & Ak it
FERSAE S IRI B S R0a) T 75 2, BT T an o SR B A R HL e B Aok A B B L, FE AR
R A AR o 35 B2 B S 2t A DR A7 Y LTI A SR T i IR 7 K, Rt S22 8 S e 42 B P
RLRE [FAIE N T IEF, JF HR ATRECRIEA A 2R AR (B . e ARAE R RAE TN, XAERRA L

A PRI 55
E&ImHE

KRB T R GSK3A K ilRg A % AT 441 i) STATS3 330 4% Ji% It Je LA i 24 (R WL 9T 7% (2021L-10) .
SE ik
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