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Abstract: Renal ischemia — reperfusion injury is a common clinical
condition, resulting from a sudden reduction in renal blood flow and
causing serious adverse consequences. Traditional methods for treating
renal ischemia — reperfusion injury are difficult to achieve satisfactory
therapeutic effects, and there is an urgent need for effective intervention
measures in clinical practice. Nanotechnology is an emerging technical
means in recent years and is widely applied in the medical field.
Compared with traditional drugs, nanodrugs have advantages such as
better biocompatibility and surface area effect, and can achieve precise
drug delivery, significantly improving the accumulation efficiency of
drugs in tissues. This article focuses on the core mechanism of renal
ischemia — reperfusion injury — oxidative/nitrosative stress, summarizes
the latest research progress of nanodrugs in treating renal ischemia —
reperfusion injury, and aims to provide new research ideas and directions
for the treatment of renal ischemia — reperfusion injury.
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I, %) RIRT 47 30 10 DA K ok 3% f o A8 15
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DK IGURE 1) ARy PR BT S B 25 M R AP RS
Hm BB RE o UTAEOR, UK 25 O TR E |0 I A R
I R R 22 2R G A A U Y I IR VR T TP A
BRI . ASCR XNk 25 4E RIRT B 594
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RIRT $2 (A 4 AR B
1 'SR EEERGEZOIE

B a5 IR T A e — M A2 2% 0 s B A
T, 4 Shy e 301458 403 R0 PR 0 0 4 405 1 B B
T ) i B A B R K 22 Mg BRATL A 605 8 B
B kR VR RCE (AR SN S CDAL SR A )]
BB RS 9 E S BN 450 e vp R A/ I A Ak B
WO H Ay S SR S P U 5 Y T 2
A PRAL W, 3R B A N S 1R SRR (reactive
oxygen species, ROS) 5 1% 4 % #% ( reactive nitrogen
species, RNS) 1 574 & FH .

1.1 ROS #0 RNS Hj3RiE

ROS 240 il N Hy 28040 A= 1Y Ak 2 1 o 17 Tk 1Y 20
¥, FEAAE A b GE AT B 1) FEE B ik Gl 4
E) . ik ROS I N5 5% 5 L S By 1 55
FUWRAERT . B4 ROS (1) 4= BLis 4 4 JE 75 B /g 77 B Il
2R AL BIEUN . ROS 71 RIRT A i) Az a2 22K
IR REERS - IR R AR, Hoh &2 6145 NADPH
454t B ( reduced nicotinamide adenine dinucleotide
phosphate oxidase , NOX) 4f i {2 2% P450 E AL [l | fi (8
B — 4 1L A & I (uncoupling nitric oxide synthase,
NOS) DA R 2 b A iy vl 1R b ik 4

RNS & H—% 4t A& (nitric oxide ,NO) 5 ROS 84k,
B VAR EAE P AR U & AP, A0 & A AT AR R
WP AiH 3L BH B T ( peroxy — nitrite anion, ONOO ™) .S — [F
FHBLBILIE (S — nitrosothiols , SNO) Z&{G ¥ 731, IR ¥ 2E
FLRZETN ,NO Hy NOS fiifl L — &R A= i, a1 &7 5K
A A 9 E 25 J7 SR R, O 28 i L 2025

H AR o SIS FE R, LU RIRI
I, NO Y AR i — W BR 7 F FT, & FRR NO 5
ROS &4 W A= Jif, ONOO ~, %o 4 i 7= A 5 = AR
1.2 GRO0KER

24 I 2 DR 2 o Dt A S Y D O A IO AN
FRINE Y P 200 ) SRR I T B, SR R BE A
TCAANE 4 3 S A, S B0 ML N LR 5T R A T
JHie IR P A — 4% R ( nicotinamide adenine dinucleotide,
NAD ") Ry HERR, 4N pH T B, 20 i P I T A AL
Py (44 IbE H K ( glutathione , GSH ) | %8 Ak 4 5 iy
(superoxide dismutase ,SOD ) g 18 #& , Fo 15 Mt K 48 fity
PUBRIEE R R 40 P a0 SRR 28 1) 41 52 5 S50 40 i P
ME A A% 1 = W5 12 ( adenosine triphosphat — e, ATP) 12 1
FEI , I TR Bl S0 iR DAy K BT IEE W, T IEE I I SR I
(xanthine dehydrogenase, XD )t [ it & | g P4 19 ¥4 53
R F K 0 2 Ak S S AR S ok P T
B ROS iy K AU AR it T Ay Bk Al o R el
BREUIR S A HFZE , NO HY B 2E BB A2 # M i , NOS
Z: SR L NO 38070 5 JE B AE R A2 5 H L
I, 2RI P 20 I (0 3R ¢ STk A AL I S R 4 AR
NO Jf i NO A= i B 55 2 0 IR, 41 U il A7 1Y
SNO (i S - EAHRE I 7 H A .S - WAl 5L 23 e H
JUR) 38 o R B - B R RS 4 NO, 3 i NO 7
2 P Y 3 I A
1.3 BEINER

ik i 2 2R 25 5 AR A B R B 3R B AL KR
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— L RO AR H, O, RGE R SF IS P . R, A i
) 0, L5k i i BOAR JR 1 NO 3t S i A i ONOO ™,
XTI i E A% B AZ 1 12 ( deoxyribonucleic acid, DNA)
SRR IR IR I ZORL A i AL AL
YHMIAET 5 4R ) H, O, 38 b 25 1 S v A= i = 55 B i
(- OH) 22 A AL BE BT 2 1 5t \DNA 55, S E 2
UL IR
2 GURZGYE BRI EEER G P

UL BEAE YK ARTELNT 2 W | 25 W) 8 1) 32 326 58 P
FOUIIRAT T R LYK 25 ) SR
FEAUK NG A | &R AR BT kL 9K B AR Bk R
BYIEHREE . SEG0RIT 2B TR TT 25 AR



Chin J Clin Pharmacol

1021
I

Vol. 42 No. 7 April 2026 ( Serial No. 453)

FE , 3X SE YR IURL EAT B AL JUHAE R AL BT
T, 2K 2449 PR G vy e 3R T AR R S I 37 e, RE A% A 4K
HAR B b DR O N, PR, AR e ia YT T B
TEIV R St PR TS8R I, 40 K 2 1) B RE S
FRTRTT SR AL — BT L, T SORERT B 1Y &8 23 4 oK
ESL/ B By gL 1Buys
2.1 FlER R

1l (Se ) & B HERT 5 AT TR , AR EE AT X
TAE T A e H Ik a3 & Ak 9 B ( glutathione peroxidase ,
GPxs) 2z, AILIA H BUAM Bl = 15 DU, GPx [y 4Rk
BRI 0 TR UE A R L T 8 L R AR R R
R BRI, RR AT F AT REBA IR YT RIRL (1 —Ff
BT ) EAR A B AP T 52 B3 A 5 AR W BE R 2 T Y
PR S BCHAE YA IT T R RCR AR IR
ZIHRRE A B T A A 25 2 AU A R kI
BRPREDR | WK AN 25 B i 5 L A4 K 25 ) 2 WE 5T o
BEJTT] . ZHENG'™ SR 5¢ [ EAZE B M PR 5 T 3 2 1E
FERRER AR 5 20k — SRR IR BT T Se i 1 s 3R TH
TR [ R 20 2K 35K 3 T U B3 3R 440 W Mg ot ) 22 A K Ak
HISTEMZ LI Se@ Si02 YR BREEHE o %P 9K ER
T Ao A I 1 2 A T o R A IR T
1E Y B 40 k 32553858 T (nuclear factor kappa — light
— chain — enhancer of activated B cells, NF — kB)/NLR
FIEEMIELE S H 3 (NLR family pyrin domain
containing 3, NLRP3) /2 bt & ik K& & R 5 H i - 1
(cysteinyl aspartate specific proteinase 1, caspase — 1)
RAE AT 7 30 0 WO, FE AR NF - «B, NLRP3 Al
caspase — | HYZ35 . MM 1 SAE PR 4 1 40 A
% — 1B (interleukin — 1 beta,IL - 1B) MJREIFIEH F -
(tumor necrosis factor — alpha, TNF — o) . FLAZ% 40 L&
% H - 1 ( monocyte chemoattractant protein — 1,
MCP - 1) )33k, [FJ i GBS = GSH AYZKF-, 4 5 20
MIHT AL RE JT , DT B I 2H 27 A OR AP AR T iR
GOKERH FH 22 S LA5 ) 218 R TIOR3 , A 20 L 5
TR, H AR B B A 40w, O BT
W EHTR WA TT R AE N . BRI Z b, 258 %
TP OK 245 5730~ 00 mT Ol B 40 W /N 2 4 A 1
AR . AHAZRN 29 10 AR B v A B, JC 12500
A AR ) 9 A 8 5 30 il i e AR A A X R AE
T 7 A S Wi R A I 5 R e e 4 VR 2 U 3
AR I, WANG! ™ S5 R B B HUA LR I
A 1LV F A A AR ]l Se@ BSA NPs 442K JikL
Se@ BSA NPs i izt # 2y #8 s 41 il i b9 B /N b R
MY GPx — 1 23k, ] NLRP3 JAE/MA R

&, 18/b Caspase — 1 {14 35 DI S A 1L — 13 55 58 4E
THOBE L, I RIRT 55 14 480 A L 380 5 E i
Se@ BSA NPs {14 fil #4517 ., JC W . 1% 200 i 2 14 01
B AN U B Shag - A2, H B B 51
B, AHIZ AR 25 W) A TE — 5 BT 5E Sy BR G 24
RN AW TEA SE G (/b2 e ] T BR324
I B S5 ) AT 45 25707 200 HO B K22 e e A 2
SEIR) L o
2.2 fr7LsE - BT ERAKER

B IR (tannic acid, TA) 2] IZ fF1E THEY Y
ZEWRAE Y, B RIFR TR iR PiE L E )
o TA BYZKIEME ARAE D) A A A i 1 3ok R
LI o LIV 450 TA 1 b 4l K 0k A AL I e
B ey A R A O A i T — A LN
Kt (ZnTA) , ZnTA J8 33 5 ShHE 17 7 BR ROS, FEAK AR
i A AR Fe?* K, 1 3H GPX4 Ry i Bk ik 5% 7
J b1 11 (solute carrier family 7 member 11,SLC7A11)
KA, T IR EE LG A S UG E L 4 (Acyl -
CoA synthetase long — chain family member 4, ACSI4 )
KK, B T B E T K F, ] caspase - 3 Al
caspase — 9 i M, 98020 40 0 94 T AT % A 4H 2
AR R o TR AN — PR R B ZnTA R
XL E R, LA A RO R T PR
AETE R, S B0 16 RIRT Z2 AL, (3% 9 K il ke
ZRWLRMERIE, 258 J ¥ S8R, 20" TE 1K
P FEBILAR 8 A B, BR800 i RATS 5 64797 &%
WAL S5k,
2.3 BRELHNMEIER - ZERERY

BRBEL (oltipraz ) o — il B4 BT 48 AL BT RV 1
/Ny FACE W Bew) T I W 3O IR T
oltiprazifll i # & R N AZ A F E2 A& F 2 ( Nuclear
factor erythroid —2 — related factor 2, Nrf2 ) A5G i , fi¢
3t SOD AWt H k%% #£ it ( Glutathione S — Transferase
GST) i3k, 5w 40 fa %t ROS FRTEBRAE Sy, 17E 1M v 2>
AR 5| & B4 . {H Oltipraz /K i PE K A, 1
I A= ) R AR, AR R {6l Y T R A A T i
e PR R o BT abb 81 bt 7 2 5 i 2 o 7 A TR ok 4
AR, YU & BRI AR R - 2
FERR ALY [ poly (lactic — co — glycolic acid) , PLGA ]
58 3% B ] A5 494 K 25 4 PLGA — Oltipraz NPs,
PLGA - Oltipraz NPs 1@ 1516 Oltipraz #§ 3 # 7] & & /N
B E R AN, O Nef2 Gl %, R NAD(P) H: i 1k
A JEEF 1 [ NAD (P) H: Quinone Oxidoreductase 1,
NQOL] ., & & MR - ¢ e & M2 % 4 M fik 1k . B
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(glutamate — cysteine ligase catalytic subunit, GCLC) |
Gpx2 MyFEik, BB N — [ ( malondialdehyde , MDA ) &
i, PE 1R SOD TP G R T 40 T S AR Y B A R
T, 00 B A A 7 AR AR B/ F . PLGA — Oltipraz
NPs HAT .25 APRLAS A B 4L 1] 74 (100nm R I
1) GRS N FHL AP S5 o 1 M 5 AR (HL B
KL, PLGA - Oltipraz NPs R/ I 3 B~ 22 4] 41
S B I 1) 55 25 (Bl g 2 S5 RN R A AT R
B AR RE VAN Bl 3 2 P e B PR T R
I3 ATyids HEAT 2B ST
2.4 siRNA #ljK Bifs

Mz fn I KT p53 (siRNA targeting p53,sip53) 7E
AKT (R A AL LA S 453403 0 ' A 32 3k A vp R 452
SCHEVER S B IE], BN AR pS3 Kk b
i, 51 % ROS /LI 55k DNA 07 . el o
#10) sipS3 HYG MU/ THE RNA RE#E Oy i it /N 20
Jif (proximal tubular epithelial cells, PTC) #2455 4%
SEH A, IR B ThRER AR . SR, i T
sipS3 i A B LA, A 40 HORA AR IR, 5T e 22
KNG (12 mg « kg™") ARG IR BB 1697 HCR R
SGIR PE RGO A R, R, T BB R B R
AKT (R4 [ 26 5% R 58 LAOGAL sipS3 118 40 i 1 32 3% L IR
A 5 7 - LT i ARG BT 5 U . TANG™ 24
o — R - X HIRBRAE i i) 7¢ RBEAE S sipS3 1928
BT — TR gk 254 C - CS/siRNA, 22 &M
JER)ZE RN, ALRE S B 5 B NV A b R 3Rk
M C-X-CREFEBUNTZELI(C-X - C motif
chemokine receptor 4, CXCR4 ) ¥ Rt 45 &7 H
SFE ] 4530 B AL RE T, 38 AT LA 45 BT CXCR4 i) %2
SiE AN 32 F 2H 2R = 3, B Bl C — CS/siRNA 52 B
T SERIUER + SRR B IR ALE . BRItz
Hb, 350 5 TR A8 5 5 57 M 13 C — CS/siRNA
5 Ao s 8 o] 2= A 20 2, i/ 7 R B A 2L T
oo 7RSI 5 F IF AR & 90 W S Y i v 1 R
BmERE, TETENZ, MY (A5 48 h
W) 45 C - CS/siRNA B R 5| 1E 5 I 2H 21
sipS3 HYARKE S PEDTRR 5 sipS3 A1y H 2 A 098 Bk
i PEAT I 2 A e B AIE . AT, 2% 1T BACSR X
T B P 2 252X, (I R |5 B0 AKT AR AR 2 AN AT 13
DU B i far R A7 36 7 P i AR ST 1 25 24 45 AT
it iR TR P i PR o
2.5  p38 HNHIFLh oK FikL

p38 J& AKT o A vp sy OIS 1 OB R -, (H il 3
RO R 1) BE ) 22 2 p38 il I AE AKT FR 8 i

FMTSAT R, XIN 52006 BA7 p38 Ty Rl 4 Hy b i1 24
R F TR IS B R 3b (mitogen — activated protein
kinase kinase 3b,MKK3b) 5% 5% iz 23016 I 7 ( Trans
— activator of transcription, TAT) £ §& &2 iz I AL J5 2.
e UGN K JBURE TMNPs . TMNPs 5 5 #1 f) p38 ik
1, FIRE R RS R 7 G 11 (solute carrier family 7
member 11,SLC7ALL) , {K5& GPX4 [ 7K, ] 5 /)
& L 240 (renal tubular epithelial cell, RTECs) f{) 4k
FETZ. BRULZAM, TMNPs [ Bt BA WG BR L A
Sk RSB TR RE T, AR RE R PR AL T AR B R A
JHo TMNPs (88 AL 32250 3 8 m) (28 8 BN
b B AR T Y BRI 2 A S AT S ) R s
] (B /NER A RIRT S5 80 BR B s2 45058 ) o AHEE T
/NG3F p38 A A AR, TMNPs RIE7E
50 mg - kg~ IR T L2 28 KRS £ 84
BRI B U A DIRE R B, R R AP 24
PE A ] (AR T 3 AN ) B8 PRI L &
JE 2 R T A XU A0 S B 35 S S R AR i — 2D
BT,
2.6 FBLIZEMKBAL

NHETZ R ML R S AR B B 7 4, e W B T
SO R A (HIBZEER AT LLE o B AR A Y
RV IS AN O AP BT RAE . WIF ST & B 5
212 (Bilirubin, BR) A LATE B 25 440 7 K BV e b i
ROS eI RIRL &A% 7 o S5 BR (TR
PEATRE M L) K i AR SR IR T BRI H]
Jove sk — R R M, YAN 450 BR 55K £ TR
(polyethylene glycol, PEG ) {1k 21 25 7 i, BX — 001N
YUKIURL , 22 PEG &4 f5 1) BX - 001N $2 5 1 7E/K
PSR, 32 T RE . BX -~ 001N 7E4% 7K BR i
AR [R] s, 3 RESE A A B 1] E 3 Nef2 i 21
ZINE i — 1 (heme oxygenase — 1, HO — 1), 1]l i
NADPH 4 AL 2 Fif5 T 1 — AL B i, 1 5 4 i
PrAALRE S Il xf 2 A U i ). BX — 00LN if
FEARH A 1 DU AR A T S AE 5 AL 155 ) L
BB ST o WF9E & B, W LR ZS T BX - 001N 7£
JIE R RE S A, R v S S A D, A ARl A T
H2)E BR MEREVERY R H K EARE B A T, A
(oL oAl
2.7 EFHRMAKTAL

Z R (Curcumin) J& N B h7r 315 2 L&
Yy, 25 B EFE R W] Curcumin BA RAF BT DTR
AT AR 7 A 5 Curcumin Fy I PR 1k
SEIR T8 22 0 A W R RS L b R e X — Bk A
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CHEN """ Sy | by 22 2 2 UL B 1 B R T 5 T
IS IMA Cur — Exo, Cur — Exo i3t miR - 16 - 5p/
Smad3/Mb 3@}, 3 /D> T 1 £1. 75 F4 ( myoglobin, Mb ) [
P8, AR T A b o gk B0 B K B T R, I
AT LN B R B O AR A AR BE T (R IAE n GPX4
FISLCTALL (Y15 858 1 A0 M py HT A AL RE T, 3k
B RIRD X 41 VA48 105 R B o 7 W ot A&
( bioluminescence imaging, BLI) 3% B, Cur — Exo #f
BT S 0 A WA AR AT LA 2ok 3 3 B ) 1 5 X A7 40
VI A 1 P o 5 S Y K AR L, SR BUA I
AE R 228 R B AR 29K 25 A T S 47 Y
A WD AH 2 P AR S S o TE PR AN, Cur — Exo
TN A, e AR B v T I A A 02
S XERT
3 HFRE5RE

AREARN K e B MEB R VR 7 S ik 1 iy
WFFETT I AR R B T RETE . A SCIRIT R LRI 8K 25
Wi i e i TR 25 W I B 2 T B B T K A
i i K R R 45 25 A5 S SRR R T TG 2y
Wy 80 53 A AL YA B F A DA T 6 e 80 AR ) ) A 5
RE AT I3 280 A% 2 T 18 i 14 3 o) IRC A (AT i L Ik BE)
il TR A2 450 B 40 6 T ) R e 2 A I A
THEG WA 2 45 DX IR 25 Wy ke B o 9] n 22 R A oK
URL A FH A0 A A X — R AR A3 3% Curcumin, B 5%
& T Curcumin {445 7K ¥ P 47 >R B9 A= 10 0] T BEE )
BIR | S FH A0 00 A 1y 445 ey -5 88 4 L 10 5 T g
B2 Wy 14 e R0 AR T, A Dk 2 4 B RE AL 4 (] 5 3
TR E SRR AE T . AL, 9K 25 W i RS
R0 2 T PR A A A B B 5 i DY RIRT 2 451 1
B /NERIE I B B, 2E— AP AL T 25 W TE B IR RO 55
oA

SR, 24 BT XSAH 5G40 2K 24 ¥y 68 0F 5 A7 1 i 15 2
PR, G2y oK B AR 4RI A 22 A M AR B 8 T
RSE A R A = T2 A o AR AR
JB , TCE X N K 2 W A RS T R R 4 A 5 RIRT 38
L i BEAIL ) 82 0 224, T 12 DA — Ll ) 5 i ik
P B AR ERBE RN 4 RE A TE A
PR 4 5/ B RTRT AR Y AR 7] 5 R0AT) 9K A B 5 X
A2 T RIRLIE 309 AKL LR, B> 24
PRI (U5 JFAS L B I | FE A Rl 5 i Y RIRT
BB o BRI, 91K 24 Wy i R 0 i R i A I
PRAVE 5 00 X A 75 380 o 0K B 32 et ik AR B R B i)
IO 326 3K 2R 8 SR HE S IR AL SR, P T Ak S A
P HE Bl 209 2K 25 W) D 52 56 2 1] I DR A e A Ak, 98

SRS AR R 5 A R 22 B AR Y
i RS9 JE BRS04 K 25 1 A e R 25 BEL 1 1Y
BIF 38 L T il 5 o A 20 i B 7 A OC iR i
BEA VBT - FERIEYIREY KT
SARBOAR, LIRS HE SR 20 1 R0 56 2 0 ™ P2 90 K 75
Pho A BERE S PUAR AL + AR B Ik
EITIE I 2 8 B R A 2R B — R T R,
flEzh RIRL AT HE AR AL S AL 1478 B BL
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