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WO R/ Ginflammasome ) 5 40 0 0 E 5L A, 16l [ AT S5 08 1 T4 TR 48, 76 WLV 9K S sie I 3R 78 1
G308 I 37 o 4 4 T B AR T, Nod 32 K2 11 3 (Nod — like receptor protein 3,NLRP3) % /i T 3 /& tff NLRP3 6 = 1 X ff) 5
SPETE 1 (ASC) LK 4 B HF 53 P 4 I 200 08 11 — 1 caspase — 1) %5 M1 B 45 45 T 0, VA5 14 40 % — 1B (IL - 1B) (A % - 18
(IL — 18) % 40 IR T 1 AR 4308 o 35 4F % B0 NLRP3 4 #E /N (B T8 35 5 £ K 9805 7 098 D5 5 0 00 % ek ook 8 o o 9
TAEH . NLRP3 48 /M T A 10 4 R 8 00385 73 ML

XA NLRP3 RHE/NMA BRI H G RIEN T
hESES  RS87.2 XERARIREG A

W R 975 15 9% ( diabetic nephropathy, DN ) 24 IR 5%
UL TT EL ™ A0 O R E 2 —, BT E R 2R
B 100 32 LI PR H JURR SOA B N R R R
/NER FR BB AN BT FE TR, B /N ERBE 4K DL K B /NS TR
Bt dEf . REWTEUE RN 25 T DN [k
A SR, IR DN g —Ff RAE PE R . I A R,
WE5E & I NLRP3 5P /MA B AE IF 5 15 A S W5 72 2
s b A4 T OB D, 4R H B R PR R R
PR R B 2 O T BRI Bl UK oS A BB AL E 2 B IR
o BT R AR . AR SCFZEE NLRP3 R PR/ MA Y
AR PG R R LS DN A OGR4 T 2504 o

— NLRP3 # M /MK &7 iR

1. NLRP3 &M /IMA : [# A 4 %% (innate immunity )
SEHLARBT A 25 1 38 By 2, il 2 82 2R 32 4K (pat-
tern recognition receptors, PRRs) iR 5| AZ B AE Y
DL R B FE R 5 5, PRRs £ 2240 R 25 . 057 T 40 i
i B Toll #:5Z 44 ( Toll - like receptor, TLR) Fl1{ii F
M BTN A Nod #E &% & ( NOD - like receptor,
NLR)'''. NLRP3 % pk/MA H AR 58 5 £ NLR %
J B b1, NLRP3 U505 JAH 3¢ 53 4 30 (PAMPs ) 5
FER AR S A X (DAMPs ) Ji5, 38 i 4 T 4 OC BE A
FEEE 1 (ASC) 53282 2 i 20 R 1Y K 4 2R 48 11 /K figt T
— 1 (caspase — 1 \IL — 13 24/ [ ) i 14, B 58 P S iz
HAEK, 1L pro — caspase — 1, ¥F— 4 %f IL - 1B, 1L
— 18 A5 40 il P 7 1% 17 A 2B A7 TR0 B 2, DA A2
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2. NLRP3 %M /NMABEIE R 18 290 I A
W G ELBA A TR B Ly, A o AR s i
Wi = BERR R (ATP) (BB R R 3h 45 & . B JE By B
JU 20 BEL IR BT 7 L A R A R B A3 L i R o A
15 P % (reactive oxygen species, ROS) LI M 41 R 1 il
W — A AL R AR SE S RO NLRP3 58 M/ A
NLRP3 4Pk /N A 300 AL o R 58 2 BB, £ 284 3
P s A2 e (1) 4 il A B DRSS 7R 200 i 7 i B S 555
A SCMURE ) BT An WA BIL L B BE R AR AR T L AR AR AR
il (A BEERBC IR, ZHZUER U B (cathepsin B) #8750 2 MY
5T, AT I A6 NLRP3 & PE/IMA s A B 52 #2128
it Bk b 7Y I 20 i 5% 6 T R R 3R IR R AR A
AR EERTIION, JF B A A NLRP3 58 P /M0
PR H At 20 21 2K 11 8 & 42 BT NLRP3 48 /)
PR (2) AR AR I S ATP O P2XT B
RIZ AR )5, 5] i B B 0 b U, 2 2 o GE R O
Pannexin — 1 % #7 55 K H 78 240 i RS 1 A L3 9 FF ik,
it M A0 i) NLRP3 58 P /N A 30305 700 14 A 4 B, 32 T 98
W NLRP3 JepE/NA"™ . (3) ROS BEAL: 4014 5 7% |
ATP RSB AT 5 ROS 7 A=, i il 480 ik 25 A I
YEHIPE SR [ (TXNIP) PR S 3A 25 1 (TRX) B, AT
WOE NLRP3 &M /INMA % 51 A IR AT 400 1) e 0 51 B 1Y
TXNIP I} NLRP3 48 Pk /MA s
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1.IL - 1R .IL - 18 5 K#JRKE W . IL - 18 . IL - 18
J& NLRP3 & P /INA (1 71 9 800 R 7, 359 5 F1 40 i 4
- KM, R HERRE R 7, il SRR
PRI 4 B 58 M SN, 3 A 58 P i L 7 42 ) R e I 2
B AR AE — B 58 PO I SR A E . Xk
PER ¥ 25 DN iy k4 Fik e 78 DN KR AL, 5
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K, DATITT S0 2 200 i 5 B B A Y b S 7 A i A8 A
B IL — 1 W2 5 B /Rl i 3 ) 2% 2500 X &R B
LA S R R 1 G R, TL - 18 23 TR — vy (inter-
feron —y, IEN — ) % f: [ 32 46 P I - 7 7 5 4 .
N2 A ry Fe sk, [\ i, IL - 18 a] 5] HAth 48 1 A 1
77 2 (AL 45 TL — 1), 40 18] 6 B 737 — 1 (Intercellu-
lar cell adhesion molecule — 1, ICAM - 1) E@J:iﬁf]m o
IL - 18 Al B BARBUE S 5 B /N E LM AT, o
- SEMNUILB E e an, T B IR A7 4 3 2 A (fi-
bronectin, FN) (1 7= A= J B gl M #a 1k & 1 - 1 ( mono-
cyte chemoattractant protein — 1, MCP — 1) f% 4y i, ik
AN DN 5 U % 28 P SR, R /DN BR AR B Y
JIE IR NG B, AT 5 6L 2R A 6 5 (14 4™ 5t A T 2
IAIDE L/

2. NLRP3 44k /MA 5 DN B /N Bk 4 4 : Shahzad
25UV ST S BAE R BRI HE R /NER P9 R 4T A2 4
M B Al PR A /0N B TR VB /N Bk N B A i L R AR B A A
NLRP3 5P /IMABE , g 7 IEH] DN /)y BRUSEAY /N Bk
Rl 2 ph U [ A 0 S Ok U 0 AR K
G SR 1, Z A 58 X DN /)N BURS A i Bk NLRP3
5 caspase — 1 &35 I B B R J5 40 Jf & L TE 25 R 4 DN
/ANER, T NLRP3 Gl g 21/ B T = 1 2 AR5 5050 1
AP DN /N BRURE AL B2 705 B JUE [ 40 B, TS 2
BEOR U 40 . NLRP3 58 £ /i 2 BL 51 % DN, Gao
2 OV IE I A T AR AR O R A 1 R
(STZ) #5519 DN /)R A NLRP3 48 M/ i % 35
S UUBR NLRP3/ ASC FEH B ] caspase — 1 1Y
T P X ] L o v W 175 5 0 2 40 NLRP3 58 P /MR L
TG AR 7, DO BR TXINTP 5[] a 417 i 5 4 175 5 00 A2 4
Jfl NLRP3 ¢ ¥ /)N K 00 AL 45, TXNIP 2 5 4 &
NLRP3 S/ MA R BTG . f e n] LA i NLRP3 % 4
AMETT LIS DN G 1Y B /N R

3.NLRP3 &M /MK 5 DN B /N4 #t 155: Chen
A T R B T G ATP - P2X4 NG A 7 {
AR i AN ATP A B /NE b R NLRP3 R 4
IO PR IL - 1B 1L — 18 (1 R 2 5 43 Wb, 76

PRI B /INE R AE RN R EEAE M . 2 B DN R &
S PE A SE A W B /N L 40 i P2X4 Fil NLRP3
FIRoK- W E TR . EORE TR NN b R A
(HK -2 408 ) ) NLRP3 ,caspase — 1 \IL - 1B A% ik
M, Apyrase (e ATP JK fif iy ) 1 #6452 40 i 4 ATP, fig
SE4 3 &= B B 98 NLRP3 | caspase — 1, IL - 1B,
P2X4 siRNA % 4L fg i 2 40 i) = B 51 A2 19 NLRP3 |
caspase — 1 [ IL — 1@ &3k [, DI 40 1 B /N 48 4% 1
B

4. fif NLRP3 - caspase — 1 — IL — 1B/IL — 18 #
WEZE DN S E ke A 255 A 1 20 23 o il A A 38
S L | AR AC IS Z L A R v PR R I AE AR S
R DN B & A= R SR U AH G A58 3R W iR L =
M A A JHE 5 BRI 1M E 15 7] 5 5 NLRP3 48 ¥ /) A i
I, AL A0 ) NLRP3 58 1 /N (A 8005 2 0 % B R ' 43
FHE AT DN i@ g " STZ BSR4
v BRI 1M AE K i g 57 6E 1 DN R BUASE 2 1 JIE NL-
RP3 R IKBE I, A Bz 22 0 0] M st ml ok 3 vy DR TR I AN
IS S, 8 3 40 ) NLRP3 5 1 /MR 005 £ 47 DN
KB, EELBE HFCS - 55 5 5 10 w5 i BE 7
g /N B AL IE NLRP3 3k |5, PPAR - 8 #3) 7
GWO0742 W[y 4% DN B K NLRP3 R /IMA B 3G, T
PR I S AL P (MPO) 3% P (ICAM — 1 i 5 8 — %
LR A (INOS) 16 W E 41 4L/ ek ROR &1,
e R BE 5 S B AR 2% S AR R RO A NLRP3 [ ASC |
caspase — 1 £ ' [JE 3R 35 34 Ji, NLRP3 4 P /IMA B
FH ST AT 38 A ) NLRP3 58 e /N R 005 T A 2 A% A
T — kB ( nuclear factor — kB, NF — «B) i@ J& 31 il & I
R AN F " Fang 25" Fil FH 4 B A8 25 4 0 iR
(TUDCA) B#AR A 57 9 480 Ak 7 38, W] 8% STZ 355 1Y
DN /BB RS NLRP3 58 PR/ BTG MR A H . i
R 8 L (THBD ) 2 1 9 5T 8E if & 48 h /Y 8 2
T, THBBD1 Jy Ifit #9495 85 1 BE4E RAE 45 M B 1,
Yang %" ff AAV ~ THBDDI (AR JCH 7 — 1l i
THEHBEE RS 1) SN AWE R db / db
/NEL,AVV — THBDD1 b 3 (4 8 FR 95 /1N BRI 17 B2 ' e
ROS T i, B W #% 5% 7 21 & i1 A= 4% I A0 G A+
-2 (NF - E2 related factor 2, NRF2) ¥% %% {5 34 i,
NF — kB J NLRP3 5 P /IMATE AL A0 i, caspase — 1,
IL - 1B My RB WD, BRE A KE D RE e . 40 Ah
ATP 006 P2X 32 AR B0 B F AP AT 380% NLRP3 4 i
ANV P2XT SZARAEGU A0 NLRP3 58 P /MA T Ak
JENIL - 18 1L - 18 /K-, P2XT7 Z KSR ST
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F(IL -1 ZAREEHUH) ol AR 2 BB IR A 8 2 A
ML AR T HEBR & 32 00 7 A O B AR R e v A M b i
Y. Shahzad %" R BT 19 342 DN /)y BB &
BURT LGR39 L 22 500 5 DN T2k Kz (A ROS 411 77 Mii-
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=.E 2]
NLRP3 & ¥ /)8 (A I 3 4F 2 B Wt 5 £, L2 R
C FEA WA, (020 3 O KO L i w5 TR ABF
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NLRP3 & PR/ (9 58 ) 0 97 F 50 800, o — B IR A
I HLAR 5 38 6 AH 5C 2 7 ML, A7 22 O DN L 30 it
B 2 W b if o B A4 B 22 LS AR S SR 40
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