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Abstract The pathogenesis of sepsis-associated acute kidney injury (SA-AKI) is complex. Studies have shown that in
the pathogenesis of SA-AKI, NLRP3 of the NOD-like receptor family is activated, which in turn increases the production of
interleukin-1@, mediates the development of an inflammatory response. In this paper, the research progress of NLRP3/IL-13

signaling pathway in SA-AKI was reviewed, in order to provide new ideas for elaborating the pathogenesis of SA-AKI, and

strategies for the diagnosis and treatment of SA-AKI.
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JHREERE SR S AR W AR AT 25 L 1 4 B SRE SN
FFER G S A A8 B DI RERR AR LR A Ak B IR B
MR E , & P EURTEREAR I S0 B 5143 (sepsis associated
acute kidney injury, SA-AKI) , X} i 5 B 4 1@ 5% m'' .
SA-AKU AL 52 4%, DR A A, i it 3 ) 27 A2 AL 2 5 3K
SA-AKT 1) F 25 R, A0 55 B kil P 453 49 B dle ol FE-08E 3 4045
H A I e e SR SOy B AR T L A WA R A Bl )
SR HLE S SA-AKL &R AT BROE R, E
SA-AKIfY K ok #2 7, & NOD #f 3Z2 {A& Gk Pyrin 325 1 3
(NOD-like receptor family, pyrin domain containing protein 3,
NLRP3) i , S m 1A 2 (IL) -18 #9774, A RAE
IR % o Ry SA-AKL % AL 4 46 T80 L K,
SA-AKLIZWT RIS H AL TR e

— NLRP3/IL-1B {55 5 g i

1. NLRP3 &4 /MMA 25 # 5 2 . 2002 4F % Martinon
SRR SAE IMA, 2B 5 KRG 2 & E S
Yy, AR 32 & ( pattern recognition receptor, PRR) | &r2f
W 10 T A SR BB K AR G-1 ( cysteiny] aspartate specific

Sepsis-associated acute kidney injury; NOD-like receptor family; Pyrin domain containing protein 3;

proteinase -1, Caspase-1) J 4% 73 ¥ I T2 M1 R 19 AR A
(apoptosis associated speck-like protein,ASC)?ﬂﬁ[ﬁ] . MZFh
SAE/NMAE T B A, 445 B NOD FE 32 1A 8 % (nucleotide-
binding domain leucine-rich repeat, NLRs ) A [ NLRPI .
NLRP3 NLRP4 DL JRAAZIR i = K- 2 #E 52 AR K (absent
in melanoma 2 like receptors, ALRs) H1f#) AIM (absent in mela-
noma )2 20

Horp ,NLRP3 SAE/IMA H NLRP3 25 (1 8 T AH G BE i b
% B ( apoptosis-associated speck-like protein containing a
CARD, ASC) DA B Fs it 2 R4 3 (BRI AR B o — ik
o, BT A NLRP3 35 A%, 32200 T e 4
ML A BT e, a0 B AR P B AR AR AN T 4R, A, Bl
FE—SERRIR 1 3R S % 240 i vh 2205, G b B 40 01 8 L2
i

NLRP3 SAE /MA S W0s S VF 25 1R A G, [ 4
THEREREAR G B 051 3h ks e B Rl bR T e
SRR A 3G, W0 A RS R R T
NLRP3 i 5% 4b 84 NLRP3 JE [ 5%, iR A Cryopyrin
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FHIE JB ) #4425 & AiF ( cryopyrin-associated periodic fever syn-
drome, CAPS) '®*7

2. NLRP3/IL-1B 15518 B i 15 15 5 . NLRP3 R AE /MK
RERE A 2 Bl ORI OIS |, A48 & R IR 2k ) = i 1 I
(adenosine triphosphate , ATP) | B-3& #) # B Bk 1 i 55 3 Hy B
ZRREFANIENE IR AR RIS L AN, — S NS R S
BIAA 2 NLRP3/TL-1B8 {5538 #1005 7, 245 K 5 C1°
B, Ca® " P % 7 48 (reactive oxygen species, ROS) ¥
T VAT R BRI ) 2 4R A AN 2R AR T RE R RG 45 L K 4
HEB 12 N S NLRP3 G/ MAHL TS (T4 , GroB 451 ff
G Iy B G R T 79 WK s SRR AR DG IR - CLO97 il 3
1] 7= A 1 48 Ak iR IR B ( ROS-producing quinone oxidoreducta-
ses, NQO, ) FIZLR A4S 51 T %) NLRP3 S AE/MA 130 5
K" AMETE G, Tl F& B AR A AR B0 ) 36 12 A R AT A= JBk:
Yy, o S EOATHAREZL, % NLRP3 485 /IMA (9805 2 6 &
B VR B STAE T NLRP3/IL-1B {5 53 i W0 09 15
5 (A XL AE SR AR A B Sy A BOCHR R AR, R X
S hs" . gk, BRTE B X NLRP3/IL-1B 5 5 i
PR A A = LR R

3. NLRP3/1L-1B 15 51 B34 75 4 44 . NLRP3/IL-1B {55
T P VTS 2 A Sr AE P AT Y 2D 3R, B B R
ST FE NLRP3 JiE/MABE JF 44 T, NLRP3 28 11 B9 I
FIEAELLE NLRP3/1L-18 {5 538 B s L (H iy Toll #¢52
1A (toll like receptor, TLR ) Y51 AH LM A R F , 0% A 14
#% ¥ (nuclear factor kappa-B, NF-«xB) i@ %, i#F ifij {2 #F NL-
RP3 Fil pro-1L-18 235" o X —id B i shid A, Hof NL-
RP3 S /IMA B T 30 T HE AR, 24 NLRP3 R4 /IMAR
SR BOE 8RR s SRR A= ) VAT ) S5, SRE /MAHE 58 4
PG . 7RG BB, NLRP3 1 0 R4 i NLRP3 S£ R {4 i i
PYD-PYD %5 #3855 ASC % 11, 6 /5 i 1 CARD-CARD %%
KIS AR L AE 55 caspase 1 RijfA, -5 H A 024, &
JETEALHY) caspase-1 24 TL-1B AT PR FI IL-18 BipiA, 7= A4 15 1
RIEN T TL-18 A TL-18"7 i el ety ELA R [7] 9 26 4 135
PEFIZE R, (HARBESS 0% NLRP3/1L-18 5558 i, kg, NL-
RP3/1L-1B {5538 I 19 B0 A2 B4l B TS 5100 3%
KRR TS SR TR M A

- NLRP3/1L-1B {553 45 SA-AKI (1 & AL

1. NLRP3/IL-1B {5538 B #0E 75 St /NVE 1 K 40 i
(HK-2 cells) 512 40 A2 T2 02— Fop B =X 0 A2 3 14 40 i 4t
T, HURFAIE 2 o U 8 2, I 412 58 4 g PR (B 9% TL-18
HTL-18) DA 4t it B e 3 M &b WF 5% & BHL, caspase-1 5§
caspase-11 #5211 #| Gasdermin D, X 5 £ SA-AKI H &/
B L R LA AN A TR TL-18 HETERE SR PR, 4
FRIEE T W B B2 ik 35 0 155 5 1Y AKT F Jé i) B2 7% 4%, Tan
ARG K B SA-AKT 35 1003 P K B AR 4 5% RNADLX6-
ASL AFAE R 2RIK , 5 IMTE WU ACE S IEARDG . BTS2
U RWANE 2 W5 S A 2 B HK-2 40 g 3 58 DLX6-AS1 %
b, 300 NLRP3 TIL-1B #l TL-18 33k, {2 HK-2 411,
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Ding 45172016 4F 4% it NLRP3 48 fiF /)N phy 185 (81 6] 38 0 , £
NLRP3 ,ASC , caspase-1,IL-18 1 1L-18 Fik 1, A1 A %t
R NLRP3 3 PR ) /)N B P P2 T AL/, /0N BRUEF O ) TL-1 8
IL-18 Y S ARG, B /N AN A T80, B S BE B 1 1
ISR

2. NLRP3/IL-1@ {55538 B 6 1T il U 72 A2 40 M b Je 40
Jif- 0] 7 JR 2 A R A 0 3 B PR 88 T B, AL 4
EMT J& 3y, 3 Fhonl 306 PG 5 A, 5 88 (IR 0 & AR R R
I AR AT NLRP3 St/ MATE R E B s i 12
YERL, oK TgA B B3 MG R RE AR B 7R 30T o /NS rf NLRP3
A IL-18 25 /KP4 R 5 3 S6 R 11 9 /K SF- 5 86 11 BRORITE 8]
ARV o R/ MAR 2 50 S 2 Fh 40
Hft) EMT g2, Hor NLRP3 48 /A & #5104 SR H
Jeh g ) I P 11, SEE EMT SERR i 2k
#: NLRP3 #7509 IL-18, 3 i3 BEFE 431K K F (myeloid differen-
tiation factor88 ,MyD88) .c-JUN & Hk v i il 1€ 3k 55 1k A= K
“F-B (transforming growth factor-B, TGF-B) #% 5%, TGF-g i
it 5324k TGF-B RIL 454, 4k1ij 15 TGF-B RIJE i RIKE &
W1, J5 2 Smad HRAE/ AR AN A 53845, AT EMT A
FEEFE R TIFIE, AT EMT 3 mRiies e
NLRP3 4efiE/MA, AT i 5 L 40 EMT % /&, ifii # # NLRP3
SR , )T A2 AN EMT gEFRCY . 4 i, NLRP3/
IL-1B 55 R TE AL T AEJE SA-AKT 41 EMT % A: ff) 5 22
AT,

3. NLRP3/IL-1B {5538 B I0E 54kl sl 7124 : AKL &
Az IR S I 75 PO AR UA T IR R, R OK
H1Y ROS, R4 % H £37 ( mitochondrial membrane poten-
tial , MMP) 1% |38 15 P 348 K, B 55 i i O Hh IR BT 24, 92 3
LRkl fpRE Y . MR R ROS REAS IS NL-
RP3/IL-1B {5 Sl o ATWST I, Lokt ol i b 5 A 2
/NSO, 72 A2 9 ROS 20 i PR 775 B /N 400 i 458 405
TR AE RN . Wu 255 BF 57 % B, 76 Rk %k NLRP3 % [H
REAE /N L Parkin 28 [V BRSZ AR ZORLIR Y B WEFE FH L BRI
FAALRIEOKF- o B, AT RAHED i NLRP3/1L-18 {5538 B4 7
B S5 E T 5 2 R AR D RE, S BOL B 0 A2 5, N
ROS BRI, Xu 25 76 145 55 K 2211 475 5 (9 B /N4 4 i
AR FPIE ST PHB2 (1333 18 338 i3 2ok AR D BERR A%, 4
B NVE AN B T AR, ) B 0 ok A [ ek AT NL-
RP3/1L-1B {55l FE5 2 I RAE IR

4. NLRP3/IL-1B {5558 5 RAAS R4, 15 -1 %% %
ok K -EE il & 4t ( renin-angiotensin-aldosterone system,
RAAS) Sy 4% A B U 1) < V800 95 4 2%, BB 98119 Il A4V
L BT, 7 B TR B A T A RAAS R4
Z 515 2 E PR R AR AR A 24U K IR SAE DL A
PR BT RE AR . BRFERWT, RAAS 2 45 BHLIKT 76
FEZR N 2 S 56 5 W B M o R O T Al R A AT
RAAS A3 53 3805 NLRP3 4 Jit /NMAAE HE AKT, Wang 251 %
B, A FF B A0 550 T B 1 NLRP3 4 i /MA B 43 ASC (143
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£, I caspase-1 3% FIBE J5 A TL-18 AL BRFIRE i, It
Ah,NLRP3 [ g o] 48 475 /NS L Bz 40 0 (tubular epithelial
cells, TEC) %152 Ang II 5| & () 2 b {4 D) RE R % il NLRP3 4
JEMABE SR . Ak, RAAS R ZE840% NLRP3/1L-18
1555300 14 T S K [ 5 5 AKTH

= NLRP3/IL-1B {5538 #% 55 SA-AKI f)if77

1. SA-AKT E406YT T B« I IR L M ERIE 3R yT £ 2
AT R B IR O AR R ) R 3l 1 % 3 Rea 7 (i
TRARE 50 AT 1 25 W ROBE B SO R 55 ) WLIGE S 3
EHRRIT AT TR L A R B B R T U
Qe il sR 2 SA-AKILIRYT I OCHE . WARE I8 v S KRR
FEAR B T AKT () JRURS: , (R 7 250 B e 1 R 2 i S8 8 1 5 R
B0, VA R 28 VRGP o 00 R I el AR A R
JEZ:{CIE T (continuous renal replacement therapy , CRRT) 1 ¥t
BCORTRYT SA-AKT B3 BB, BeiB 4L SA-AKT 351
WA R, B TR . (HAYT B R, L HE CRRT, B
SA-AKI 2 J5 225 DI REK & T 518 1 55 93 A 7 Ak 00 A A
YR EIRYT o PIIE, iR 5 B X SA-AKT % 95 i 2 Hp 4 2 0 0
SRR T AR, U 52 T SA-AKT, ML Sk FBH
WG e 2B R TR R8R AVC B R 0y ) XL o

2. #{mja) NLRP3/1L-1 B {5518 I ] fEI8 Y7 SA-AKI: SA-
AKT &3 2 v NLRP3/1L-1B 5 5 3d B AE 0 B B, A 22 oy
JBIT SA-AKIL 259 I K AR B03 1 S8 . AT 58 3RMT, h 2y
BRI REIN IS B 22— B AT X IR 2 WA = 10 BN
FE A A AE B A R, S B A A S /N R
20 AR AR AR A 5 , 107 TL-18 323k 7K - B i R 97, NL-
RP3 J 9 ik K FI0 3 B A — 10 S0 20 i 52 36 F
X, Toll AH &H.4E 45 H ( Toll-interacting protein, TOLLIP) fg
fig Ml NLRP3 J&AE /MR AH G 1 10 3R 3k, 7] B BE 48 38 3 40
il TLR2/4-NF-kB {551% TR 0] AKI /1 NLRP3 4 4% /MA
YT, IO M A T s R T AR S A — ST
Hpr, TRIM3 4 15 09 3o 26 35 40 1 28 5 ] 5 (TL-18  1L-6 , TNF-ot
HIL-18) 193R5A , b Ah, TRIM3 3 23k i 2 052 T AR 2 Wl Xt
AKT K BB AL 45145 , NLRP3-ASC-Caspasel 4EHE/MAHE il 3
A AR T R R 4 % L 3 LIS R R 26 KR
TiFF 5 & XU 38 1 il ig 22 475 5 19 NLRP3 58 /MR %
1% , 70 NLRP3 2 [ )35 (caspase-1 Y]] IL-18 (9774,
Ul /N B U 2 2 $EL 2 DAk, 400 ) LI 0 R 3R KR
f Tt HAT, BARE A ADE RS NLRP3/IL-1B {7 558
B X 20 0 S B0 5 Sl S TR I A 4G, 5 AR B RS U
REZHAR A TG , AR AT H: T 10 NLRP3/1L-18 {5538 MR YT
SA-AKT (95 451 #2185 sl BEATLXS BRI PRI 9% o 03K — 3, 1% 7
W BRANER 52,

Py ZE

SA-AKI 5 e fie R R R BUSHHIE, SA-AKI (1) &5l
AL 3 ) g 278 A S R B e i A A A % ke i - 2 4
ik F T HIRHLEIE 2 o HED SA-AKT 4% NLRP3/
IL-1B {5538 B0 (9 FH DG AL A0 & 586 B g & A= 1 e 23

357

A R A T LR B0 ) 2 KL AR A, DABSCH B ot 1t 458
A3 B e AP 140, o DU AE ) SAAS R GE R 2L
N AIES T B (it I P08 T ) 7 A2 19 ROS 453835 NLRP3 %
E/IMAS BETTHCT NLRP3/IL-18 {553 i, {2t 1 HK-2 4fi i
BB A T A I A L 2 B AL, B E DD RE R, B
JE REAHLE AN PR 2R RKF- BT INE PR 2R L, S ad ok
ARSI NLRP3/1L-1B {5 S BT , 7 AR
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