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[Abstract]

is very complicated. Recent studies have shown that oxidative stress in septic patients damages mitochondria in renal

Sepsis is a common cause of acute kidney injury (AKI), and the pathogenesis of sepsis-related AKI

tubular epithelial cells, and causes cell death. Meanwhile, mitochondrial quality control is inhibited, including imbalance
of division and fusion, excessive autophagy, and synthesis disorders, which aggravates kidney injury. Therefore,
mitochondria play an important role in the pathogenesis of sepsis-related AKI, and can serve as a potential therapeutic
target for sepsis-related AKI. This article reviews the mechanism of mitochondria in the pathogenesis of sepsis-related
AKI and explores the treatment strategy by targeting mitochondria.
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JHeFEAE AT T B2 M B 45 (acute kidney injury, AKI),
o T ENEFE A 2, B /NVE R AN S A e 2Rk 1
S AKI ) S B AR, BN L B 2 R R (445 3 55
JERURR . SRR RE I A SRR, ANLAT DA = iR
T (adenosine triphosphate, ATP), i J& 2l UAZETE FISLT- 1945
T S A PR, DRI A B T M G AKT
FI AL 3 30 2 B A
1 SHNHSB&RESG

B — e AU A, B RO T RE R LR IR D RE R
FEA N B T AL T ATP. BREEERDCHE AKT PR %)
IR BOA S2 70 S3 3T v/ N, S IR OSOROR e
AN R Nl S A o5 T N ISR R Lt i
291 L IVATATP &1 5 NG YA, 72 IEH 1Y
WIS 4 v, ZORLAARTT DLy A= /b ek F) R S 1 Pl R TS o
PRIE T (4 A TR T A A BB R S AL B AL B8 (manganese
superoxide dismutase, MnSOD ) JiEBR RN, A2 AR
VEFHE [ ik 3 (receptor interacting protein kinase 3, RIPK3 )
IR AEMEREAE A A AKL SR T e, 3 B R A e 11 4 fL i

4 B, M T EE A 1 A5 s, S B0
HERR, AW RR AL B 32451, MnSOD 2K , i A AL M1k -F
Thim , FER T 2R R BT A AT AR ) , e BT T
4 (reactive oxygen species, ROS) B

AL JE A2 ROS 1Y -2 40 B , 50 Lb FL At 48 i 2
A5y BIROS B2 , ROS (1 RAH LA A B AR MR i
AL, T B AR E B M A 4L (mitochondrial permeability
transition pore, MPTP) JF L, fi 3 T 2885 VB i, 175 & 4t i
T2, MR MHEAE MIDGHE AKT 3R 0 ROS KP T i 2
SELRLR DNA WiZd, N —RIMZRLR IS | 2 B L R A
ROS Z[H] Y IE S5 R S HEIRER , JE— 2P ) 1 MR AEAH G
E AKT B A v
2 SNEFESHEMETT
2.1 KRS A IEIRIE - AEIRSEAE S EIH2E R —A
BWEHANMAET AR O LR TR AR S 5 S
ROV EE VAT IR A1 R IAESE A3, (mixed lineage kinase
domain-like, MLKL )& RIPK3 {3y JRAE I8 s 1) 3= 2300 28
Flo IR IRSER 11 AR A& DNA B0 40 ML v, 38
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1% DNA {51888 , AT RIPK3-MLKL it R sEm s "
JHRRERE A 1G0T EF /NE R A MR SE AR 1 R FRA RS . B
TR TERG ZHERICT , NI o B /NG T e 4 e i i Ak
(g RIPK3 1l MLKL ({935 7K 7 SRl b .
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RS SRR PE R AT IR T AR & A P,
i S B AL E ROS A iU 2, e — AL B AR L, B
WK EL4H R -2 35 (B-cell lymphoma-2, Bel-2). Bel-2 #156
X 25 1 (Bel-2 associated X, Bax) & 4 #4845 33X Lo 40 fitd 1 1%
PR A SRR A AL R AT ML A B R R, MPTP
FF R, S AR 0 € 3R C R B (Ca® ) LIRS
2 JE0 S5 O T B RO R 1 SRR U G, B
T/IMA I S YT 85 G KA AR eV F e &R & i 9
(caspase-9), I HE A )5 TR caspase-3, JA sl B /NS R
AT B AKT
3 LR RERTIEGR

AN ROS FEER U T LR , 3 15 2 KR AE A= 3
TE NIRRT S Z B . R Zok R E i 2
ot AR AL L LA SO DR 2 2w 18 e R P A A 3
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LORLAR FWEFNZR A E Y B ST, AR RS AS . s
JHRFEAEAROCIE AKI (Y E R , Lo (R o 1 4 1 2 2 300, 7T R
i — 20 P EORL AR A5 3 N 2 ) BE A, 175 S A B ST T
AU RGO TR 1 ) S A e e 25 MG HE AKT
I I RS T HLRIE A fr e AP
31 RRLRD) ) g A SRR B S R AL G S 2L Rl
e ) 2 N N e N P A S DA S 2 EIN
B LA R G R E AL T B S THAPIRES | AR R REIERT
BN B R AT AR A 28 £ il Sk . ROS 1Y
o B SRR T LR A Y I L R , BB RLR A S
QA AR P LRSI A DGR 1 1 (dynamic-related
protein 1, Drpl) 5 HAZ AR FN EAEH] , JEAELORLAA 4 [ 5%
B Wi B (LSRR AL . RBERIL | s- WABSALANZ R
R S ) ORI i 22 TR TR T [ NS S TR N
ElAE T 1 (mitofusion 1, Mfnl) FIEAI L4551 1 (Optical
atrophy 1, Opal) 7K V-REAR, SORLAR A& 32 BH, i B /N |
SEAMRET . TERDBARAE T, 2R AT LA B Aok (A I 26 v
SRS, LARERT A WERAA . DLt , 438 B ik | ik, 4 )
SR S SR T AR e
3.2 LRk BRI - A2 AORLIAGE 1 43 R0 B Ak
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AW R A BELH R, S RAELR ARz R
AL .

2 FEMAFAHLH] i PTEN 75 534 1 (PTEN induced putative
kinase 1, PINK1)- I 4> % % & 1 2 (Parkinson's protein 2,
PARK2) i 8% /15, TERNLI AR AT, 2o A B v A3 ) 2 25 BEL
B 1 PINK1 3 A 2R KL 1A, IF 78 2 A 14 41 5 (mitochondrial
outer membrane, MOM ) FFH2, PARK2 #f MOM | A% PINK1
PN J57 5 5 B 32 A SRR, O BLHER R b PARK2 FIVZ R
& PARK2 E3 % H2 i , 1% {19 PARK2 76 MOM 4 11 [ A4 &
TR 7 RERIC ISR AR R 1 WS R R,
5 H b MR A R OCE 1 1 #28% 3(light chain 3,
LG3) AHELAE PR Zobn ik 2 42 31 B Wi/ MA , S BZobiih i B
Wit I APE o A2 ZR UL Hhy Bel-2 A ELAR AR 3(Bel-2
interacting protein 3, BNIP3) il Nip FE8{ 1 X (Nip-like protein
X, NIX) /M5 B98I, BNIP3 il NIX 2 [ mei 35 3 7,
EBUE SR, BNIP3 Al NIX # #4175 5 1 F -1 (hypoxia
inducible factor-1, HIF-1) #5305 , 76 A W/ MARE il i 5
1LC3 ELEEVEFH 2 e b A /M 2 e e 20 452
WARAET , ROS i B 7 A S BZobn (A 1 , 2ok 53 2438
Z A2 R GG R PRI A E W T RS Bk
PR TENRREAEAROCHE AKT LI 38 82 10y SOk A4 A x5 i
AR BAT PR VR (EL B A B I K o B s 5
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A4 YL A5 A TR A BT 4 GOk A A2 HE LR 1A DNA 152
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R ITTEIT A A B A TS ARy RO
F 1« (silent information regulator 1/peroxlsome proliferator
activated receptor-y coactlvator-1 a , SIRT1/PGC-1 o ) fh =
SR RAEY AR, PCC-1 o AT B JETE— R 55 5 N F
iFSvR ki ALY SR W AR S RN SRl G U
ERRI1 . SR 25 1 YY1 AF 30860 Sk DY -7 ST 80 i
M2 B - AL —RRRAGIR BRI S AL BERR T . 2R 1K DNA
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Y OB AR U ZORE R T DUERAE AKT b R b &2 28 F gy
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A B IE T LUBRA% AKI - hnssk B FUE s e i 7, d 4%
MitoQ . Mito-Tempo , KFGMEVE Ak IR ER I SS- Z k5. BFFE
75, Mito-Tempo J697 CLP 53 Y IEERE A DG AKT /MR,
A 58 43 MnSOD 1926 1 , 128 B AR B 40T R 33, TR 9
TERAGER , 3 IR /N B R S5 4L AR S 96 h BTG,
SS-31 BE 5 Lo BENR R VRS & g SO IR IR e T
gk, D8/ ROS (77 A A A, s 2R AR 235 44 il
ATP KRR TR B /INVEE b At
4.2 BR[O MREEEAOCPE AKIT A] 5 AR B
W, AT B A2 40 2R R | DL G 24 3 5 9 W v D A0
M IR DR R RE KA . H ETIFSE R, HE )
H RS AR DU R A REEML TR EINRE R | H KR
T Ambra 14528 AR ] [ WG O 0 LA S A
T RS2 LR A, DA T T80 I R RE AH OGP AKT, {H 3 BE A W
SR IR A LA 5, PR TR R EEE A G ME AKT
RV SR AFE L, 5 EERAI ST
4.3 FLABEERTERLR TR TRYT SRR -5 (mitochondrial
acid, MA-5) J&— 2R Fof AR A RE 1 7], 5 R8I Eh =2
2Rk K-ATP i i A BELAI SR, — 3% 24T {2 3k ATP f)™ 2,
MR B /N IRAE L ok P23 247 1 (mitochondrial
division inhibitor 1, mdivi-1) fE} Drpl Ff 550, AT 38 A il
' HE 2 P S A3 SR M TT A ' I
5 BEERE
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LR AL M 25 O TRY PR RREARICHE AKL, A5 5
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