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Research progress of NLRP3 inflammasome in

chronic liver disease and liver injury

ZHANG Yi-Wen, ZHANG Kai-Yue, LI Pan-Pan, LIU Miao, WANG Tao, LIU Meng-Yang*
(Institute of Traditional Chinese Medicine, Tianjin University of Traditional Chinese Medicine, Tianjin 301617, China)

Abstract: The NLRP3 inflammasome is widely present in the hepatic parenchymal and non-parenchymal cells,
which sense and recognize a variety of exogenous and endogenous danger signals, promoting the release of
inflammatory cytokines, and thereby triggering immune responses and pyroptosis. In recent years, with the
deepening of the understanding of NLRP3 inflammasome, its excessive activation has been thought to be closely
related to the occurrence and development of chronic liver disease and liver injury. Therefore, the NLRP3
inflammasome is considered as an important molecular target for the treatment of liver diseases. In this review, we
mainly focus on the recent advances on the regulation of NLRP3 inflammasome, as well as its role and underlying
mechanism in alcoholic liver disease, non-alcoholic liver disease, liver fibrosis, and drug-induced liver injury. In
addition, we also summarize the application of NLRP3 inflammasome related inhibitors in chronic liver disease and
liver injury, so as to provide theoretical basis and reference for the research and new drug development of NLRP3
inflammasome in chronic liver disease and liver injury treatment.
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AR FAE 3 (damage-associated molecular patterns,
DAMPs) Friis o 2K Gy S AR R HE A1 i A
MNZ I — T8R4, Reif i@ B0 5214 (pattern
recognition receptors, PRRs) K- 5] DAMPs A1 PAMPs™,
M 51 KA P9 22 R 4 i 0% o T A4 Py Bt
KEIRAAR, A H ) G 28 200 PR R JH 52 53 20 Pl 55 22
A T8 5 R S g% B G Bl AR I A B
BTG B 20E S B I AZ O L RS 4, BRI, Je R Sk
FRGLAE 9 0E AH I SRR P FHE 95 1 A g WL A R
HEEEM Y,

2002 4F, Martinon %5 ' &8 T —#h144 5 NLRP3
PRE/MERPET R PRR, 1% 50E/MA I AZ RS, & 5
FAL 25 #)38, (nucleotide-binding oligomerization domain,
NOD) #£ %2 4 (Nod-like receptor, NLR) K. & H
2 IR 2% T B S AL A5 1 0 P 28 R T AH G B SR R
1 (apoptosis-associated speck-like protein containing a
CARD, ASC) LA K %N & 1 pro-caspase-1 2% .
VERIE S NIERE Fi it )iz BLAY ) NLRs, —J7 [,
NLRP3 RIENMESE [ HURHRUAHTE . 5 G
SRR EHLA]. NLRP3 354657 AE ) /12 (interleukin,
IL)-18 A] il A AR R AR A 7 T4 % v, AIA
BT 40 5 B AT 2 8 e TL-1B A —Fh 22 2k ik
RAE T, A EOE AR S B R 3Rk, (ke
) O SRy Y 7 1 VA VNTITE ot | PO NS iy
PN T NARE AR U B 5 — 5T, NLRP3 %
S /A TR S I BE O N i e 1 K
B M, 35 2RI R O I R D) A
R 2 ISR B, NLRP3 /MRS 2 5
7B KA B R R L. A ST NLRP3
RAE/IMA T 7T P45 1845 S Lok B B e 1 1 I
S5 R Im LI 5 b B s it JE 7 DAZRIR

1 NLRP3ZRE/ AR H 57 F LS

NLRP3 % E /M S E S ANME S (B E)
KIE, AN E S B —1E 5, LLRBOER
B S E D, Hk, B e R
R NE /NAEH 4 NLRP3. Caspase-1 A1 fif 44 IL-1pB 1)
Fik . X B & E e & PAMPs 5t DAMPs
55 PRRs ( 1 Toll ¥ 32 &, NOD #f %2 1A% ) 45 45 i
S ¥ K7 -«xB (nuclear factor-kB, NF-«kB) [0 k5L
Pl N ERECERE, WK PTREL BE A M IE R
i i G E PG M, T B E W R YR 2 b
(lipopolysaccharide, LPS) it &%, JFfi@ i 7] & ik 18 24
PR ERAT. LPS 5L RS 75 401 (Kupffer cells,

KCs) [ ) TLR4 (Toll-like receptor 4, TLR4) 454,
R I g hE ML Ay T A Rk M. S5,
JA S B RERS T NLRP3 (B3R5 1210, WniifRil
Mz E4k, Mmifedt HE [ ke e s i

FEROE B B, 22 56 i NLRP3 R 0E /IMA L
BN IR ) DA B SRE /MA 1) B oS . R ARGE,
NLRP3 #] # £ fff PAMPs 1 DAMPs flT i i5. &4
ik, KT AN, Ca ghfi. WEE ARG Zehifd )
ARG 45 N A JORE /MR ZH B AIEOE 1 E (S
o Hort, KT AMER NLRP3 3 h 2 1 L5 5.
= IER IR (adenosine triphosphate, ATP) 5 P2X7 &%
& (purinergic P2X7 receptor, P2X7R) &5 & 7] /5 K*
W, 51k B W40 NLRP3 4 S /MR B0 s
Ak, EFLFER. . CEALEER R RS SR
SMAEE S KA. BRI, K Ca®
JE G It BE A2 {2 HE NLRP3 R E/IMARI2H %2, JF
R Y/ 40 i P A0 1) 28 0 /A SRS B PR PR i KD 7K
U gk, BRMRR B, SRS RAN IR ER (W
FRARTR & ) FOIH [ B d A4 . PRIER S B AT A RORL, Bl
BB SR A AT 45 7 SR R P 200 PR P At 30
Rz 5| EE AR, FEE MAH IR E BRI
DL S NLRP3 4 i /Macis 4b 1o (H I S ok 4 il
5] R I A B A 35 5 ) A B 2 s K ANHERD Ca®
HIRAN, FEHIZFh NLRP3 KIE & E & fe 5 K
M Ca® MER ARG R BA, BT, X4
Pk My S 259, DL RIR AR 2580 5 () 2kt
RRFSA B RE RS, 4 IA N5 NLRP3 R
ANRITEOE A OC, XL PR F e e A i B AR A
P44 (mitochondrial reactive oxygen species, mtROS).
ARk DNA [R5 2 67 8075 3 o T80 B 2 AL,
B 28 AR B 2 A2 31 NLRP3 B, {2 i3k Hyg 4k
b T BIRAE S, AR RN v 2R B A4 Oy i 5 B
AN N2 5 NLRP3 K5 /IMA S ) _E S
% [12,21—23]a

NLRP3 g EZ M =M, BE & md iR
M E 538, B8 NACHT 1O A% IR 45 & 45
Fa 3R N S L W 45 #) 35 (pyrin domain, PYD)®Y,
TEWOEE 9882 J5, NLRP3 431-ifid NACHT
(5] 7R FH B A R M R A2 5 58 4. NLRP3 35 B 44 i i
PYD-PYD #H ELAEHI4H 55 ASC, it ASC B siJE Hk -
2 )5, B3t ASC ) C i Caspase 47 3215 (CARD) [i]
1A EAE FH 55 82 i 44 Caspase-1, i id Caspase-1
p20 F p10 MFFE 2 [8] (1) 48T 75 A M R AR B 03,
M T B4 Caspase-1"> >, %1k J5 1) Caspase-1 #—
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A V) BN AT A TIL-1p AT IL-18 LA™ A B #4 ) IL-1P FH
IL-18. Mh4h, JE1LHT Caspase-1 i G V) &1 I BE
gasdermin D (GSDMD), {35 A7 2 5 i I i fL
{12 3 BT IL-1B A IL-18 R CHI fa 4k B % 14
Rl F- B KRB 20 R AR AT 98RE s 87 () 4
%T‘: o :%t [26-28]0

& 1 Kt Caspase-1 [1] 48 #it NLRP3 48 i /)M 4
WiEE R, EFENHRERA, DAEE—
Caspase-11 ( A &[] Y54 Caspase-4 F1 Caspase-5) 1K
R AR 2 S NLRP3 45 /MA(S S I E 1.
Caspase-11 H = /> F B4 M IRA %« N i 2= JpE R 4
filg SR 45 M B, p20 S5 AR C 3 p10 45 gk
EMFREEF, WAEI4IE 1 LPS J2 5 Caspase-11
B EAE R ANEERC A, @it Caspase-11 CARD
HMILPS g5t A #8431 AH B.AE F {2 2k Caspase-11 5§
BALFEAL B — H AR i Caspase-11 8 iE/IMA
WOE, B TESE 276 £ 1) R A2 IRREE (Asp276)
Kb 1%55 GSDMD KK fi#, fefli GSDMD N it v e
BRNARR IR L, A FBEIRET. JE
25 it Caspase-11 28E /MK T30S B AE W8 R 75 S 4
J3E % rh Caspase-1 H 8 FH /K A0S A LR il IL-18

BIYTRE

B35 BIMKR BIES: BAENKR

FVIL-18 25 A B U Rt 2k T 2 i X 6 28 3 (K]
IR UARIRETI . Ak, 5K 2 % NLRP3 B 1) 48 4t
fi & IR AR AL, AE 48 it Caspase-11 41 5 1 NLRP3
B E— e R LR T K pd B

2 NLRP3ZEA[ERT A& TF 9 ERVLE

2.1 EREMERTR

ik B AR 2 5 BOW KS % JH 9 (alcoholic liver
disease, ALD) [ A=, /BLHE TGRS M AR 05 A« PRSI
RE W PR 98 FEAF 4 AT FE AL, B2 FF 40 e
FURT, T IPRE 1 AH S T TS SR 0 A SRR T 7
AR 2 B BRI, (E ALD B
B HE 21 TL-1B. TL-18. Caspase-1 25 %85 /MA R
O E BT Fp i R B Tk Y, HOR R 0.8
mg/kg LBES FHCZ IR ME HIRR AT ATP 17K
RFETEE . ML T 0 PRER AT ATP B 3iE Sk v)
S H 9% 41 i NLRP3 28 i /MR FIVE AL, Rt 28
P 40 o PR - TL-1B R . T P 3 2 i TL-1B m]
— 15 R DT AR, BG4
5 M -1 (monocyte chemotaxis protein-1, MCP-1) []3&
1, JFIOE A B GE H H TLR4 ARG E 2 0E 15

FLAFTEER

& atp
DAMPs H~H oy
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5 B gR AN, TL-1B I8 R SE AR NI 1 E R A
N1 i 72 v e R 20 v < R 2 1 1 D
RREN, S BOFRS P H 4% 171 7E NLRP3 b
ANERFR, TR 5 5 00 ER I T 7 7 A SR R 4 AR
BT ESEE Y, ML, FHE 1B 2R
POAEAT RN T, FHWT IL-1B 557 5, Rt
RIS R OO MR DT AR L T A0 S 4
o WEFURIN, LETDAG P 98 S FPTAS JH /N bR R
miRNA-148a {315 2 2% FEA%. AFFHBLHIBT 7T,
RSB Refig im i # i Xk &8 O1 (forkhead box
protein A1, FOXA1) Ji/ miR-148a )35 5%, #1S
BT i #E A R AR 48 B 1 LA 2R T (thiore-doxin
interacting protein, TXNIP) it % 1A F1 NLRP3 4 JiE /)
WS, &SR P ax s gh R 0
NLRP3 5 AE/IMAFH K I 56 R Sz REAE ALD Ko
Bl B R EA .
2.2 JEEEMERRRA AT

A A 4 I8 05 14 FF 9% (non-alcoholic fatty liver
disease, NAFLD) & 4=k i LA e < —. i
fFok NAFLD ()R %52 EF#Ess, AN
RRFELIH 20%~30%, o rb L T 80 2
% 75%~100%""*", 10%~20% ] NAFLD ¥ 2K &
N AR RS 1 A W E BT 46 (nonalcoholic steatohepatitis,
NASH), L2 LA 40 . 24, NAFLD
BIRIEALE A TEATE 4. HATde g “ 2 HTS&7
A2 5T NAFLD A0 1L dpe e A ATT T4 32 16 W
o MW ULIRH, foE ST &R MR A AL ]
R FFAEAE P FE & L. BEAMERTARE T, AEBEAR
WAL P2 AR AR I S A Bk iR Tl e RS AN S AL
O3t ik — 2 T R A P AR T AN AT R 4 B,
HBOE RIERIRI S, 5T RIER T4, (2
NAFLD 7 F2 i3 J& R0 £F e A0 1 R A 0 4 KA
FOR I, NLRP3 28 5E/MiiE NAFLD JFFIE 28 145145
) — A EEMR R R BEFEAINRE 5 PRk NLRP3
AT BRI ARG /) BRI YR A A IL-1B K, R4
1) v T 107 PRt = AR £ 51 A PR I 28 3 e SR 4
HIBET: ¥, Alms1 F PR 525 /N B3R FH i i v L [ e
REMESR 16 F G, WK NASH I 41 5 IH [
B ILE W PR S50 o 7E LR AR A, U AL o] e
pn R REBE IS NLRP3 28hE/MA . 145 T/)N B NLRP3
IR 77 MCC950 I mJ B 2 435 i 7 Caspase-1
AIL-1B, LA K I 3¢ o IL-1p. MCP-1 Al IL-6 f i
FIARNEOL, PRI T JORE A AL L B . AEAR AR
SEEG R, IE [T AR R B R P R 4 i AN

KCs B IL-1B, 1 MCC950 kb B G % 5 3 11 JE
[ P A A5 5 1) TL- 1B B JBORT P e 4 e R 8 1
ABARLHE, B NLRP3 #4171 IFM-514 4 7] PL7E AR
AR S/ LPS 175 5 (1) 28 AE 41 i o TL-1B 1R 58,
AR HE B = AR B i S 1) ApoE™ /N R HF T HIE () i
A #9 Hohenester 25 7 i i1 45 /) B M 45% A
BRI mEIRICE, DU A E RS IR 1 K R A
RN NAFLD B8, S50 BIRfEiZsifdd,
NLRP3 {55 5 1@ P 9 o 35 B0E, (5]  42 28 AH ¢ 28 [
Cxcl2. Mcp-1 Fl F4/80 WA % 3 . i #i 4 1L-18 32
NN A AT AN S0 =i s e e o (o2 P LS S v
X B 5 FE NMAA T 1 IL-18 SZARAK IS 5 18 4 71
S 0 B 10 P 2 SE R A v B BT RE. Pr2x7
HE PRIR 2R /) B AR BB A% 38 0k 410 NLRP3 %8 i /M 1)
WOE M HAHSCIE R B B ERIE, RN R IRE
BT S i U R PE 5 Y. Hong 28 ™ BiF 9% & I,
FiF W6 401 0 o o 2 B 1- B R A2 {A 4 (sphingosine
1-phosphate receptor 4, S1prd) {3 K g R0 #] 7 LPS
I3 Ca® B JF S EUNLRP3 484 /M Nod
FESZAA PYD S50 2505 . Ik, Siprd Z: &)
B 3 ek 4% e I v IE[E B KB 5 2 /D B NASH
FIRFEF4Efb. 76 NASH B #H FEH, X- &4sH
H 1 (X-box binding protein-1, XBP1) £ & 3RiA, 1Mt
JIE o b ) sXBP1 (39 4 8 XBP1) fe % 18 i g
NLRP3 5 /AR 5 AT 28 i A G SO 5 A
ML L, B Bk U5 E0E 41 B A ) XBP1 BE % 8 1
B NLRP3 {5 5 7% 3, 5 B W40l M1 i1k,
T HG 0 20 e b 2 28 DR B AR AR o R AR 2R
HeAh, BT 4R AE S PE XBP1 B = A8 W R S
He B & % / HE B G = I & (methionine and choline
deficient L-amino acid diet, MCD) 5| & 1/~ 5 g i P
JiF 96 B0 3 2 WA LR IFIE SE R 4, XBPL X i
5 NLRP3 15 541 F [ I8 107 1 98 0 S 87 Al HL A 22
YEM
2.3 BRe4E

18V IFF I 98 0E 5 27 440 10 A ML 25 0 A O .
JH 5 Ak ot A 4 Ja R AR B RS o BE A
O A s . ERW, A4t —A4
AR, WA IR EER . HAE, I RA
i, At dt— 2 kR i IRE
T, EESIRATME P IR 22 g
fd 435 (extracellular matrix, ECM) 13 & 7= 4= F
H B DL AT ELIRAH IR (hepatic stellate cells, HSCs) 1)
A, JEFEAARX R ECEIEN. W%, (7
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KELEER A B HSCs A FF DRSS, X254 4
A BRSO, RS 19 HSCs 2 s I 2k 25
EHYEER AR, M LRERR o i
W3 & H (a-smooth muscle actin, a-SMA) BH 4 19
WU dE4ip, F57= 4 K2 e 5 8 (A A Ah gn f 4h
B B, S, EHENR RS SR
SURIER A MUK T RE T2 2, [t n fE 2 Bl
5 E MK IR EAL . 75 20 HER 2 F /MR
R, BEWEAF4EA0 A G B T ALK S (collagen
type I alpha 1, COL1AL) FlJ5 JLER 2 1 2B 55 B
SN, H B HSCs 514k T RE I 8% 48 4 5% [
¥ GATA %547 (1 4 (GATA-binding protein 4, GATA4)
(3% 18t B 2 sk /b 5 T NLRP3 48 A /N 44 k2 )
REAE Ml 2 45N R AT AR AL AH L R Rk, [
it GATA4 [ 3235, 2E 14 # HSCs WG4k, 42
COLI1AL 78l 03 BEAR B8, 3% W FH I NLRP3 %
A /N AT IR 3 O 5 3 M OC 1A P A 1
i . Wree 25 PURF U R I, B REORIEAN RIS R
St AL 1 NLRP3 (NIrp3A350V) /)N BT o &5
A R B 28 1 B W 4 R R PR A R s AR,
FF 0 vF f B 988 2R 56 X7 (tumor necrosis factor, Tnf)
A I-17 ) mRNA I8 7K P B WL ik — 255
Hr R I, TNF 7E NLRP3 % i /M B s 175 5 1
BT T i fb b AT B IS, 78 Nirp3A350V /MR
R Tf e 8% B S B ARG PR U P fle AR . 400 PR R
Sk NLRP3 i F ik (Nlrp3©'CreA) /]y B AE 1E 1
B NRIRERILH B R4, FEEESHEFI =
LPS J& 5% 453493 R 98 hie (10 S0 sk pek gk — 2 38 o AL )
b, MEEARNER, Nip3NCreA /N R AL 41
o+ 1) Caspase-1/P1 XU FHME 4N Ui %2 5 5, R
NLRP3 it %Kik FEUH MR A FET, TX LR T 1)
JFT 4 i 22 B 7O NLRP3 48 i /N4 JRL (401 NLRP3,
ASC. IL-1B. Caspase-1) FffF4fiast, sk HSCs
FT AW, S8 HSCs o IL-1B (93 W A1 a-SMA 1%
RN H AR F A 7) Cytochalasin B i b 2 2
NN, AEWE 525 T MR A BSOS B A IR
ST ATt 2 7= AR M . A KT 5 M i (2 it
HSCs 43 W #5404 K K -7 -B1 (TGF-B1), i) 52 Ji
&8 N -9 1R IERAL R R IR, T 5] K
FFREET ek o 20 AT 3 IV AL 93k 2R G0k RN A%
BRI EAZAM, A KT VAL R G fih R
B FR B Z DR 0 /MA AT NLRP3 48 hE /MA )
g JE e a3k IL-1B (9 73 W s FH Caspase-1 5 5 14 #)
il 5] Ac-YVAD-cmk, NLRP3 4 i /]y 11 1] 551 4% 51

ARTRER TL-1 SZ A4 7008 S 5 2 Ab PR AR e % . 2
AT & ISR R L 5] K B NLRP3 98 5E /M AH 5 1)
HSCs £F4Efb £ B ¥, B 7 TNF R IL-1B, % i A
¥ IL-18 7E HSCs i AL MU 21 440 K e vh B BT
BEH. SR EFE AL, L S s IL-18
FANIL-18 45 & H /KRG ; FRA40 A RNA N7
HiE B, /N HSCs Bl 1 T4 mRIA IL-18
FNIL-18 5244 5 TEARPY, IL-18 5 IL-18 A2 fAH K Ak
i B 5 93 /D v IR D JEL el 5k = O£ 5 5 1 0N BT AU
o-SMA IR IA NI R 2 1 UTAR, A4 i) HSCs
i NLRP3 38 #% b B 0% i i i AP 4F 46 ™ i
ARk, SRR 22 B IEHE 2% BH 280 40 R AT HSCs 2 [
() HR HUAE I 1T HSCs 3 B4 FNE0E o B A S BEAE -
7E w51 A 07 RE AR e = R & AP 7 IR 15 5 1 NASH /)
B, NLRP3 B s 4 e P R 26w DL 35 41 i) HSCs
PG, SCERFAE LR etk . oL b, RSN LR R
ot B SRAZ A0 ) NLRP3 305 B RE 5 i
1t HSCs [m] VL £F 4E 4 1R i Ao X e 25 Bt B &
R AU 1) 9% 20 PR A2 Al R AR B2 5 5 1. NLRP3 480
NI £ A Ab R A R S B 4 i 2 7 1Y
2.4 MR

25 W VE T 45 4% (drug-induced liver injury, DILI)
BN N BRTIRIRH 25 e B ) R, 224
Yot o R v 4 b B T RGR H T 3 Y 32 R R 2
— UOOU kbR 22 (1 U 8 2 B RS W 2R 254 B AT
BEVEAE . LB HUAIAR 24 90 VT RE 9% B NLRP3
RAENERE R VE R, RG] K NLRP3 SRE /MA i
W, XRG4 2 )5 18 R R4 AT mtROS
AR RV . B/ R SR AR, S00ETT b
NLRP3 38 #6411 77 20 51 KR I3 4 2 B 7K~ 7
JFPRE S AE 352 470 AT HIEZH B AE T, MCC950 FiiAL 2 n]
DA 00 5 3 0 T 3 s R P 34« (B E R A
Z M HTANAR 24 (A B oK B bR e P TR T K
W& ) LA KCHURS F 24 (A o 2 T8~ )t B AT 2840
PER, BRIXE625 )t e 8 i 7 M 5 20 NLRP3 %
RE/NABRE, 51 R R R MR O X 2 B
(acetaminophen, APAP) & f ¥ F ) 289/ Al i #4245 W)
2, (B B R A 2 S EUF S A S AT 2 Y,
5T K3 APAP 153 () - 4514%5 (acetaminophen induced-
liver injury, AILT) R& % J& i 5 A5 #LBY B 1) K e 5
BT RS 5. B5%, APAP A] L5 S 40 4545 A0
T 1 4 fiE. APAP 4 1t P450 41 i 5 & (3 E &
CYP2EL) A i T2 RS S A ) N- £ 2 -
R IEBEV % (N-acetyl-p-benzo-quinone imine, NAPQI),
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JH P R 2R 1) NAPQI £ 5 250U 4H i 75 It T Jok e v
LRRi R ThRERR RS, 2Rk Th g O 1 3T 51 R 40 e
ATP FE35. DNA I 2 F40 R gE % A, 3R
HU AT 40 M W] B i DAMPs, S35 Kk R G 5H W
BOE, HE— B HE AILT (% J2 07, N R AR
i APAP J5, [iEFLER NS (lactate dehydrogenase,
LDH) &8N 7 6.5 1%, GSDMD-N &4 Tk &
HRIBAKFH R L, XK APAP BE IR
20 P s A i, RN N R, APAP Ay
SR 54 B2 T DA <. ] APAP AbFE
KCs AT 20 ff 35 2= 5 8040 i B35 W+ LDH B it
P3G, R ETAAHXEAMNREZL. 5 APAP #
M AL FE BT AN B AR B, 7E KCs FL 5% 3% i A 41 g o
Caspase-1 BI Y] /& F GSDMD-N 7K “F- 154k & 2% i,
IL-1B Fl IL-18 FIA K FAH 360« ix e R0,
7F APAP AbFE 4, KCs Beig itk — 12 3k 4
(AT 1 NN — F % (N N-dimethylformamide,
DMF) #F5A “TEAVER”, Tz A TAEMG .
LOBA. AR RHLLEBAT L @ SRiM, DMF
ZHE R SR BT, FrHlZ 5] K DMF &)
SR R4 ", 7E DMF % 5 1 2 B 4545 7 B
BRI T RN 4- S Ak Ak SE T
e DA JR 25 O R K BRAIG, 3 B 2 35 T AL
REe H R 2 DA B 08 A0 ) N- 20Tt F i 24 R
(N-acetylcysteine, NAC) F155 it 2= 224 GE A RNl
DMF % 5 (/N RIT#E P . DMF i /] 5 85008 AT
I 2 AR A M Y B R Al 4K, & i NLRP3
AN N b SR R Y S PR 7 A i
18 JFF W 4 i 26 3%, DMIF 78 4 /) B e ik v i
ZEAELIE, LR A Il v R R 1 ) S T
Hh M 200 35 R NILRP3 48 57 /N A 14T 38008 25 R 4,
BIREMG B k3% . Kk, DMF %5 S i &k i 3 vk ]
RE = 55 T W40 B NLRP3 485 /M ) 3005 A
5, MAREN T, EhaREY, A
PR SRS 5 T NLRP3 4 0E /)
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