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(Abstract] Acute kidney injury (AKI) is a significant public health issue worldwide, with poor short—term prognosis, increased
risk of end stage renal disease (ESRD), and high morbidity and mortality. Therefore, it is crucial to delve deeply into the potential
regulatory mechanisms of AKI to improve its prognosis. The silent information regulator 3 (SIRT3) can regulate mitochondrial
metabolism, oxidative stress, inflammatory response, apoptosis, and autophagy through deacetylation and mediation of protein
substrates in various signaling pathways, thus preventing AKI and offering a potential therapeutic target. A variety of Chinese
medicine monomers and compound formulas can exert renal protective effects by regulating SIRT3-related pathways, making them a
research hotspot in AKL Therefore, focusing on SIRT3, this review summarizes the molecular mechanisms of Chinese medicine in
interventing AKI by regulating SIRT3-related pathways, aiming to provide new ideas for the prevention and treatment of AKI and
provide a basis for the research, development, and application of new Chinese medicines.
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VP B 1545 (acute kidney injury, AKT) J&— T2 S A A T F T AKT,
mﬂ/ﬂl IREEGAE, 28 B UIRE N 2R TR, 1.3 SENRE
FURFHE S LML A R AL K S 4 /N 240 M Z I 5T 2 W, SIRT3 3 ok 25 £ Wk Ak i i 4

PO AKT A58 AT 45 ) 2 1 4 3K
PRI 25 S HH ™ 50 J8 A AR Al i R R
AKI (AR AL T S4B TR Y7 30 5 R 1) 2
Yy, %R AKL 9 & A Rt R FLA S A IS X

LR T BE SRS AKT B /N 140 ) 32 B i
Rz —B4 JUER(E B A4 [ F 3(silent information
regulator 3, SIRT3)E—Fh FZ R LR{A NAD (+)
MR B 5 O L TR, T o R A A 4 e
REAEFIBT A AR R 1 B /N b R AR S, B
TEWFIEUESE  SIRT3 AHOCAE Tl 6 2 5 AKIL 1Y &K
B, SIRT3 J A A B v () B2 2 7, [A]ff A
5T K PP 2GRESLT SIRT3 P58 AKI, f9 15 Thfg
ACEFR T SIRT3 AHOCAF 53l BT AKIL BY520m , JF
SEG 2R RS, DU IRR R 25697 AKL 1Y
VEFIHE s B LB A R AR

1 SIRT3 RY&IBINEE

L1 AT ZehriR i

SIRT3 Je— 7l KBt I Hi W A% TR AR P
CTHHE , 2L TLORLA N BA 5 R R RE &
P DUALTE M A0 5 20 T e A
DNA B4 AR I Z R AR I RES 159, BEHEAY 2R
5 AR AR A AT A A A7 ) B B, 7ROk A
i, SIRT3 i 5 LWL A 58 2, S @AM
G It | S A7 TR I U 2 A R I Ul | B 3R TR
Jid S 2 R RIS, (R S, P
W, 2R 2 5 A A A ISR AL ATP 2R A
SRR,
1.2 BEMARET

MR TS A D AR 20 N PR A E ) — T
IHEANMIAET E, SIRT3 AR —FhEeRiiA s 1,
T S R R B 3B/ B el -2 A X
(glycogen synthase kinase —3B/Bcl -2 —associated X
protein,GSK-3B/Bax) .Bcl-2 #115& X & /B 41 ity itk
ER-2(Bcl-2-associated X protein/B—cell lymphoma—
2,Bax/Bel=2) Bel -2 AHSCSE T ik /B 21 Hd b E2
Jod —H KA (Bel-2-associated death promoter/B—cell
lymphoma—extra large, Bad/Bel—xL) FL{H , 25 40 il

LW AL 2 (superoxide dismutase 2, SOD2) g i
15448 (reactive oxygen species, ROS) V&R, 7E 1
TLRR DT AR 2 o i A A P20,
AT BT AR 2 M Y K A
L4 ATHE AL

WF5EF B, SIRT3 Al if it ERK-CREB 15 53 %
Wik Bel-2 AHOCHR I FRIA ALK 3 W T e | v
JIFAHN A TR, BN SF Y A ), SIRT1/SIRT3
SRR RE A PR LRk E Wt ke ] Joe s £, A
IMEFIR I E BERIER 2 — PRI S, SIRT3
T8 A R B 15 ,ﬁ FHRIK 51 SOD2 Ji
ST A, DT AR S 40 i N A A o &, 3 —
AR BRI 2 10 (AMP-activated pro-
tein kinase, AMPK) A% 3P4 , M 17T i L sh 49 A
FHEALZAY) 1(mammalian target of rapamycin com-
plex 1,mTORCI)¥EAL, 51 H BP0,
1.5 P SRIE K My

SIRT3 i 1 ] NOD 52 A FAEE 11 25 14y S A
FHEH 3(NOD-like receptor thermal protein domain
associated protein 3, NLRP3) , J#(55 5 AL W AT T U4
TR AL TR RAETRAE, U\ﬁ’ﬁ%i‘)ﬁ A
SRR, S RMAE I IR S il E i
SIRT3 1K AT Y Ik s LB 3R A1 xﬁi(glucagon—
like peptide—1 receptor, GLP-1R) , M\ & 35 H1 il e
BEAE AKT K R A2 v Y 9 RE B A AR ML T, s
B IIRE

L5 LRTiA  SIRT3 VR 4N AR T, A
HREFH , Pl A GoRn AR g A B g R A ks
AR T PRI PR A ) SAE B A
ZREAR ISR AKT B HAY,

2 SIRT3 tHHXE S @S AKI B =20

2.1 SIRT3/AMPK {5 51# %

AMPK J2 47 240 Jf 58 i S 1 1) T A5 54
A RAEW R IBTRAIEF, BT 230, 3G AMPK
{55 7] i SIRT3 &3k, B B I 4 B2 8 A0 0
JNE 1) 5 A R A A B T e 2
O, PRI E T RE™, B InZki i SIRT3 (k]34



2024 45 44 5

RE H E 2R 224 http://hnzyydxxb.hnucm.edu.cn 715

% AMPK #3325 SRR D Be AT DR 37 G S
B /INE TR A0 A8 B RIE B R R, A
A MERRAE 5 1 A AKT® 18 5 4% AMPK 4%,
A LA SRR SIRT3 93 1, HET B 1 AKI 1Y
KA WG HEER Y SIRT3 22 (A AT 5 SOD2 Fldh A
ROS HHELAE T, DT80 B JIE 98 RE S5 0z, 400 i ' A
L1 A AL, TAN SEPUHESY & BE, 38 4 FLER/SIRT3/
AMPK 370G OB AR D2 2F 18 05, AT 97 1k M i
FEE S AKL, SIRT3 JRAl 382175 AMPK 5% H
Wik, NI Tl AKT® ),

2.2 SIRT3/Nrf2 {5 5@ %

¥R F E2 #HEHF 2(nuclear factor E2-related
factor 2, Nrf2)J& 50 2 R P HE 5% S5 W0 PR+ 50
TP SR AN TSN, ) SR S DR, AT
TER N A LS a1 SOD A e H ARk AL 1 (glu-
tathione peroxidase,GPx) MZLZE N4 ME-1(heme oxy-
genase—1,HO-1) APt H KA (glutathione reduc-
tase, GR) Bt A 8 8 )5 (thioredoxin reductase,
TrxR) ARHE 1 (ferritin, Ft) B35 P , I & 5T A AL
PR AE R 3 AT 38 o 9 40 B 98 RE 5 | A A ) I
K ARMIJR T 5 22 S i R A U R A,
2.3 SIRT3/FOXO03a {5 Ei@H%

SCKHEFEH Oa (forkhead box 03a,FOX03a)
JEXCKHE R ARG O WAL HA 1852 24 DNA |
PUAEAL B A R AR, 2 SIRT3 By R Il 5 5
G35, AT A R A, 210 F R S TR B, W
AR PR O T DR R ) B Y E WY B, SIRT3
Al 5 FOXO03a 25 FHAH B AE I IF 8 5 Hs 1, 2
LR W AN T A S TR SR
P O AR YERR T I L AKT &8 2 FPpin i)
S R T B R, SIRT3 Rl 2= 2 mEfk Wk
iRtk A2z R4 7 0 FOXO03a 2 H IR
A, NN E 3 FOXO03a 7% P, PENG SFHOFSY &
B, FOXO03a A 5 B WEAHOCHE HREE 3B A 311X
SO E ARG IR TA 358 TEC A WEIF4i 40
JLJE TR
2.4 SRIT3/SOD2 {5 5@k

SOD2 & —Fh i Z B4 4A (L , SIRT3 it £ &
BEALIES SOD2 J2 3 ROS FTH KR, 76835 4k At
FALFR R R AR R EAE ]  H = 54 R
KPRAES OUYANG ZEHIF58 R 30, B/ INEE b

LR SOD2 Fl p53 B 1 S IEAL Y T i 2 ik
WL/ FERREVER 175 2 1 AKT L b i S
SIRT3 ] A 42 SOD2 Al p53 Ay _E 7 8 45 71 , I H.
SIRT3 K1 Al fE23 N AKI,
2.5 SRIT3/0PAl {5 S1&H&

PR 2254581 1(optic atrophy 1 protein, OPA1)
S FERLR N L — A R H 2 2T)
RESR IR ZR AR B R AL LA, 1AM, OPAT T
i g N O o 2 I BT o ) e SO 5 7 A
TRINARE®, W5 BHE-+ SIRT3 REfEHE OPAL Y E
WA LR I AAA A ATP i 1 (inner mi-
tochondrial membrane AAA ATPase 1, IMM AAA
ATPase 1)HJZ AL, fefHLbi ARG, AT
B /N T R A SR AR s A T

3 RABREKEEFIBIIEE SIRT3 HXES
B E&FAIE AKI

AKI AT J TR B2y SoAs e b " A .
FRHLOCHETE T IR0 M, I B A% I BE 28450 741,
IR EAEALARRIE A BT AKT RSB hREnyseE,
H T, AKT (9 B2 25 B7A & U R SE R . R EE 2 A
A AL I TR/ SRR AR AL TERTIR
AKI TPEA —E 34, SIRT3 AHCAE 58 % 2 AKI
Rt R — 2k A 1 2o v 2 R i
I IR B TR AKT B FAY,

3.1 HZE

ZHOU Z5EPORE5E A B, H 53 Al il ik Nef2
MR35, (MEAR #E SIRT3 (3R BKF- T, it — 4
AR R, HRIR BT Nef2 B9 5 7, REHG <k
R AR W) e A DG AR 1 e A Ay Tl R B
ZAK vy LG F 1a(peroxisome proliferator—acti-
vated receptor gamma coactivator—la,PGC—1a)Fl1Zk
RARFE S A(mitochondrial transcription factor A,
MTFA) B/ X BE 8 5 N2 {6 PR LR AR A 1)
RHA K WA IZFFEIE e B H 3R T RE e 14
B /INVE B R AT P R AR IENG I T Y Bel-2/Bax L
TR RS X SE A5 SRR B, H R AT g 1415 SIRT3/
Nrf2 {55 i, LA Nef2 ROAETr ANBGE bk Tibe
PRI RATERL I T AKT, WU S50 5 34 52 96 K
ARSI AT ST A B, B TR S P ) Ao R B TR T
A HUEAL BT AR T E O 5615 IEY)
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R R BRUR) B B s , e B T R, DT ORAP B IE | it
SEALAGTLT 4RI AR 5 0% SIRT3/FOX03a 5%
WA, FU SFSRFSEUESE , 2y B (32 2 ]
I fE LAY SIRT3 FE 4, LI FOXO03a /i
FH PGC-1a F1 SOD2 Lo R ik | 1 25080
mROS {75 il AiFs S /8 BB R4 i g 1, I
VEFHBLAI AT fEsd 1 SIRT3/FOX03a 15 5 AN
T, XU SRR A BT A 20 & SIRT3
T BRIk AL SOD2 7KF , i i it B /Mg I
i A0 M Y S AR R O Z R AR Ih B | - 2B A A7 s ]
DL 25 SRR SIRT1 XF AKI (3R PR, vl e
T SIRT3 /344 SOD2 LA™, 2 ifk =L
TR I = P A B R R R, WEL SFPBFE &
P, =-E R TR AKT /S B L JULET | i fR 2%
FUBEIIZ C 7K, [ 34 R S B I 2 20 P 2
KB /NE ML T IR S A0 T AR DG R i ER
k3 AKT /BB IR SIRT3 Fi SOD2 8 F15R
ik MR, =L AT RERR IR S B SE D5
RN B /INE T R ARRR A PR T, 855 S AR H A3
R | FEul 2R A SR AL TR B, AT, =k
S A AT LAY 5240 M 0R T AH G 2R T Bax \Bel -2 .C -
Caspase-3.SIRT2 il SOD2 £ KK B2, —LE
Al AEIE T SIRT3/S0D2 3 #2080 AKI ' /)N
EW MR DI RERR AT . E&EFECIWFRIESS, =
I A 8T i e i P S | 2 R SRR
BUSONE , INTTT Sess B i, HAIL o] B 55 80 SIRT3/
SOD2 i@ A ¥, ORTEGA-DOMINGUEZ 25 1“Ifff 5%
TE S, 228 R ] Wi i 2 b AR 2448 1 8 1 (fission 1,
FIS1) 384  OPA1 93 /b SIRT3 492> LA K [R]
PEBERR TG -5K ) 8 (5 SIS 1 pRgn, B, 2%
R TEETE T 0 AKL A 3 1 5 st b
K5l 1241 SIRT3/OPAL {55l A 5%, WS HE
T S DO B g A R, B A B TR
FHTANMLIA T2 2R 25 EE IS, YUAN 5Lt
SERPL TS0 AT 0% SIRT3/OPAT il | 1 i 41 4 £
RLARIE L, MG LOR AT RE s TEIR N |, 7 S 0805 YT g
SR BEBEROA S0/ N B D Re AN 4 L8R
FIRAE 5 Beoh , 5 RSP — 2, 7 2 A RE TS
SIRT3 /- FHOPAL it & WAk I 22 i AKT /INER Y2
KR RERRERT , 2% 8 S5 000 o sh ) 5256 2 30, AN SR 44
AT BT AN I SRR SN R T e

PR B AKL, HA3 L 580G SIRT3 15 53 % AH
Ko F/MREERE BT B W) 5L kB, PR ALY AT E
i JE % SIRT3 W38 M AKT /DR AL B3 R
i IV S A T

32 HhHERH

R0 A5 05 o 2 W) S B A AT K B, ek > 5
ML PTG N SIRT3 2R 02635 e AMPK B2
b I8 ROS 177 A 98/ R 20 i PR 358 6 Al
B IR S0 A W B AL, DT R P
KB IhBE, MBS SIRT3/AMPK {55 ) J& 1 & 4%
IR E I Z —, WANG S5 o 24 55
SIS, K H R AT AR AKT /R AL
PRI PR 2R A 7K |t B s B A s 248 3
T AR TE S K - 7KF- T3 5 0 SIRT3/Nrf2/
HO-1 {5538 [ , P06 B 4 M 98 7=, AT 4E 28 AKI
HEfE,

2 Bk, R 25T 10 SIRT3 1497 AKI 254
FEE R LR TERIE TSR EE TG AR S
AKI IS 7 B, a2 R LA 32 A AR R
SRR TIRE D A E T I AR R,
PNIIE & =i X S

4 REERE

LW UE S, SIRT3 2 5 i Gk ik S L 1
1 NG DA % TR L NEL R n S Ik 57 N T =
/NG b AN A AT AR PR AKT 780 bl
W2 BRLR 52 D BE S T £ 4% SIRT3 553 % B i
AKI, (FSEARRANAETE B KIHEER 23 0] SIRT3 {55
£ AKL AR B BF AT AR e T Ui
5 LA B JRAE AL v AN 50 4T 48 5 B TR ST R A
TR, G R FEAS 2 5 25 8 J7 3d 1o I 4%
SIRT3 Biiif AKI FUFHSCHFIE D, R RATh TG T
Z MM R ASEERBI ST, BT AKT I RAFF S FE A
PE— RS R 25 5 3L T SIRT3 {55 4% AKI;
TG 2458 5 I6YT AKT ST IR R E L i B 7
FET SIRT3 Bjif AKI BVE LN, S AKT AR HIHE &
Ko BE 255 16 AR AL B AT S BE AR A1
LG/ TR
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