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[fZE] BB W5 NOD KEZ IR IEE (I &5 M A E 28 11 3 (nod-like receptor, pyrin domain containing 3,
NLRP3) /s BRI RAE S S AN AR T (IR E . ik ¥ NLRP3TF/ERL (wild type, WT) C57BL/6J
JNEY N NLRP3-WT X M4 . NLRP3-WT BEWG4], NLRP3#(F% (knockout, KO) /INEL4» 4 NLRP3-KO Xif BE2H |
NLRP3-KOWERGAL, FR2H45 10 Ho SRR VAR P+ AU AL IR I S O (1 3R U ATOR 19 12 A T I
AU R 2N B S R PR PR SR TSR IR AKE L Qe I A N RIS U200, IF TR
FEVESY s WOARAS AL/ RO A AR, b MRt . mgRa b RLAnAE . R ANRECE , SRR A AT
% (interleukin, IL) -1B. IL-18 {55 ; RFH Western blot 7461 45 20 /)N BRI 2L 20 Fp NLRP3 ., 2 75052 Bl a0 iR 1Y)

AR FUKSRE-1. Gasdermin D-NZRIEKF 25, R 5 NLRP-WT X IBAIAHLL, NLRP3-WT Bl
J\ﬁﬂfﬁfﬂ,/\tﬂfmﬁﬁ%‘%ﬂﬂiﬁr G VAN VR SR S SR IOA 5 NLRP3-KO W i 20 /N [l B R B 25 2 R B
NLRP3-WT BN /INR A B 2 . 5 NLRP3-WT X BRZHAH LG, NLRP3-WTRERGZH /N B R IF B 8, Ilid] 2L 9 ik
o, SR IE VR T A M . PEER A A . IR A RO - 18 TL-18 Frd, fliZHZU P NLRP3, %
i IR0 R R 10 R A R R B (K A E-1. Gasdermin D-N [ AACE IR (P<0.05) 5 NLRP3-KO B2 /N
BRI FE BRI EET NLRP3-WT 2G4l (P<0.05). £518 NLRP3 @& #k 5N LA 0, Gl RAE
F N B AN AR T VT B S Z A 1 A T [FFEYRILRIZE, 2021, 23 (9): 959-964]

[SE8EiR ] LAAEWERG ;. NOD RESZ R A5 I AR DG B 1 35 SEMHARR s AE RO ; AT /MR

Regulatory effect of NLRP3 on airway inflammatory response and pyroptosis in mice
with asthma

HUI Chao, LIU Xin. Clinical Laboratory, The First Affiliated Hospital of Jinzhou Medical University, Jinzhou, Liaoning
121000, China (Liu X, Email: 420901580@qq.com)

Abstract: Objective To study the regulatory effect of the NOD-like receptor, pyrin domain-containing 3 (NLRP3)
on airway inflammatory response and pyroptosis in mice with asthma. Methods The NLRP3 wild-type (WT) C57BL/
6J mice were divided into two groups: NLRP3-WT control and NLRP3-WT asthma. The mice with NLRP3 knockout
(KO) were divided into two groups: NLRP3-KO control and NLRP3-KO asthma (n=10 each). A model of asthma was
prepared by intraperitoneal injection of ovalbumin + aluminium hydroxide for sensitization and ovalbumin inhalation for
challenge. Enhanced pause, an index for airway responsiveness, was measured for each group. Hematoxylin and eosin
staining was used to observe the histomorphological changes of lungs and determine the inflammation score for each
group. Bronchoalveolar lavage fluid was collected from each group to determine the numbers of neutrophils, eosinophils,
and lymphocytes and measure the content of interleukin-1p (IL-1p) and interleukin-18 (IL-18). Western blot was used to
measure the expression of NLRP3, cleaved caspase-1, and Gasdermin D-N in lung tissue of each group. Results
Compared with the NLRP3-WT control group, the NLRP3-WT asthma group showed morphological changes including
airway smooth muscle thickening and inflammatory cell infiltration. Compared with the NLRP3-WT asthma group, the
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NLRP3-KO asthma group had significant improvements in the above morphological manifestations. Compared with the
NLRP3-WT control group, the NLRP3-WT asthma group had significant increases in the enhanced pause, the
inflammation score of lung tissue, the numbers of neutrophils, eosinophils and lymphocytes in bronchoalveolar lavage
fluid, and the levels of IL-1f and IL-18 in bronchoalveolar lavage fluid (P<0.05). The expression of NLRP3, cleaved
caspase-1, and Gasdermin D-N in lung tissue also significantly increased in the NLRP3-WT asthma group (P<0.05). The
above indices in the NLRP3-KO asthma group were significantly lower than those in the NLRP3-WT asthma group

(P<0.05). Conclusions

The overexpression of NLRP3 is associated with the pathogenesis of asthma, which may be

related to the molecular mechanisms of the activation of airway inflammatory response and pyroptosis.
[Chinese Journal of Contemporary Pediatrics, 2021, 23(9): 959-964]
Key words: Bronchial asthma; NOD-like receptor, pyrin domain-containing 3; Gene knockout; Inflammatory

response; Pyroptosis; Mouse

SCRAE N JLRE R UL I R G,
— & LAA] 3 MU A2 BR A R E 0 1 A A
PR, PPERLANN . mERRVERIANM . b T 40 A
25 T & 1 200 A T PR R TR BT A S B RAE S
7 AR T S0 Y R B DA OG . ET,
W7 Wity 2 1) ELAAR 53 7 B B o ok e o S E B
20 e BB T A PR AIL R A i AE . NOD RS2 1A
PE AW EEHA 3 (nod-like receptor, pyrin
domain containing 3, NLRP3) Z1EFFI 250N A 45 H
AR IR UNZ R, SR T AR SCHE R
B R B R A E R UK B -1 (cysteinyl
aspartate specific proteinase-1, caspase-1) ZH R AE
A, U R AR )2 RO R A IR Y caspase-1
(cleaved caspase-1), fEZFFAAfI4 2 (interleukin,
IL) -1B M IL-18 BB, FFAFARAERNL, [RIEH{E
# Gasdermin D (GSDMD) 59 4] &y GSDMD-N Jf:4p
SFANMIARTS U EAT W M A G B AT ST S g
MG A IL-18, TL-18 (1 Fr it 3 in 7, B /N B
fitiZH 40 NLRP3 Sk 38 fm 7, {H NLRP3 7E1 i 5
T AR LA A e A T o R AR o A5 K T
i NLRP3FEP B (knockout, KO) )7 25
NLRP3 15 3248 W Wi 50 R BOVE T, HLARHR 5T
NLRP3 Xof 1 Wity /)N BT 2 A S 0, S 4 i 86 T 1)
FEAEHT, DU R A Ja TR ACTA TR I Wiy 1) 24 i AL il 22
PEcge s .

1 RS
1.1

NLRP3 %7 4= 1 (wild type, WT) C57BL/6] /|y
§l. NLRP3KO C57BL/6] /NI F I R 5 #ixt
YIRS
1.2 KK 5EE

Ui (ovalbumin, OVA). S EALEEREERE
(Sigma A H], FHE), TRARE -2 g a5 &

(LR B RAEYRARARAF), I-18, IL-18 )
Tt EEK B 5 W PR VE A IR B (T R IR AR Rl
HFRZAF), NLRP3, cleaved caspase-1, GSDMD-N
J B-actin—HT (Abcam AH], FKH),

SR EBRCRI Rs (B RbAR, 3
), Wi UeRAF, HA), Bri (Bt
TEBRSCR A PRAR]), BERCHIK RS (Bio-Rad
A, ), BERMERSE (LEERE A
AIRAHE) .

1.3 B ERIERE

NLRP3 WT /)y Bl 43 24 NLRP3-WT Xf fit 41 |
NLRP3-WT W£Hii 2, NLRP3 KO /N 4328 NLRP3-
KOXFHRZL . NLRP3-KO B4l , 41410 2. =
HESCHR 7 SR T e BB i 4, TR R 2R 1
7. 14K OVA 52U AR BERREM 0.2 mL
(100 wg OVA | 1 mg & EALER B T 0.2 mL 0.9%
AACEEW) TS B 21 R RS T
5% OVA 5 AW, BRIRFFLEE 30 min, #4227 diF
PR o % IR ZH T A5 1A R 0.9% A AL SR 7 AR
OVA 5 S AL AR BEIC IR B A7 I s i ik AR
OVA FATEAWA o RIRFAW AT K 24 h 5 it
(RN e
1.4 SERERE

RKREHWABL L 24 05, F/DEICA 45
RFHCRI R SE, 105 3 min I EELRBUG 45 T
T Y RELBR 25.0 /L 55 AL A 3 min Ff 30 SR 4L,
HR A8 Bt £ 1Y Cough analyzer 2 48 1155484 5 I°F- . 6] Bk
(enhanced pause, Penh).

1.5 XZSERhEELREWERE N

8 A S PE RS JE X/ BRGEEA T RR I, R
FH 1 mL T8 (R W R 26 52 P OBCHEA T I vl pE v, 4531
SCRE AL BE R (bronchoalveolar lavage fluid,
BALF) JEAEESOHLHLA4C . 15000 v/min 1 55 1F
B0 5 min, OB B TR H IR G 75 W Bk 125
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R IL-1B . TL-18 I3 iit s WORDUREIF AR GE s [

7K 0.2 mLAEZS, Diff-quick B4 45 78 W {58 T X
PERLANAG . ERRIEARLANN . WA T
1.6 BHARBKRE-FLLE

56 )l BALF W AR J5 AR FE /N B, W AR 3 6 il 20
A, 0.9% BACHHERIT VL) 4% 2 R BERE,
VE4 pm JEEEE IR R J5 R IR AR - P21 e (50K
M@ AT RO, TR T MM HLUE S
PRI, ARIT GIBRUESEAT RAE VRS Y TR AE
AMLIRIE R 053, AR WARPEANMRIE N 1), 240
YREWRMEFRZ WA ~2 4 R 245, 2
WL3~5 A RAEANME R 353, JEJZ I 5AN L E R4
WA 455
1.7 Western blot i%# il 28 R Fh 2 B 3RiA 7K F

s Al gl 2, R ARt 59K,
SPRRAEES DHLLL4°C . 12 000 t/min (155 B0
10 min, Wk BVEIFAGINAR IR e . MR AGI 25
F5 30 wg 25 FFEAS T Western blot 3255, 7F SDS-
RN E R BE I h EAT LK,y B AR 2> T
HH, BEBRMRAERIE, H5%MIE4FTE
T E AR LT 4E R B 1 hs JH 1 1000 Hi B 119
NLRP3. cleaved caspase-1, GSDMD-N — i 5 1:
2 500 #i BE M B-actin —4T 4 CIF B AT AR K 16~
24 h; TJEHIT = 2 000 BT —Hi = R & MR 2T
YERNE b, SRJSTEBER R R G h it T B B
KRR FREER . RUHANERN
NLRP3. cleaved caspase-1, GSDMD-N 5K8&EH
B-actin [ LLIHZFIR
1.8 Zit=ZEath

K I SPSS 22.0 B 0y £ s AT e it o iy
2K Prism 6.0 #AF HEAT B8 B H 18 o 45 IEA 70
TR AR+ dnilEE (x+s) R, £
18] BRI R J7 22000, AL IA) I 7 L AR
FILSD-13%, P<0.05 225G 545 3.

2 #R

2.1 HHE/NRIHTALA S NLRPIRIEKFEHEE
NLRP3-WT %{ HB2H . NLRP3-W'T 2 i 25 /)N Bt
ZHLR P 5K NLRP3, H. NLRP3-WT 2% i 2H /)N il
Jiti 20 40 NLRP3 ) 35 K F (0.91£0.16) & T
NLRP3-WT %I B4H (038 +0.08, =15.575, P<0.05),
NLRP3-KO Xf B840 . NLRP3-KO 2 i 20 /] B3l 2H 21
R NLRP3, WL 1,

B-actin B-actin

—-—
-_ e

NLRP3-WT  NLRP3-WT
X R e 2L

NLRP3-KO  NLRP3-KO
xR WE 2

B 1 Western blot ;% #& il & 28 71\ FR fifi 22 22 /h NLRP3
kK FHEXE

2.2 FBHNMRKERMENZWL

NLRP3-WT X} #8240 . NLRP3-WT B W 2H |
NLRP3-KO Xf B84 . NLRP3-KO 1526 /)N B4 Penh
Iy R 117+ 14, 375+£63, 108 =15, 189 =25,
RS %E X (F=20398, P<0.001)., 5
NLRP3-WT Xf BRZH b8, NLRP3-WT B2 /N B
Penh B & T+ (P<0.05), NLRP3-KO X} FEZH /N )L
() Penh 7K V- JoBH 8 A8 4k (P>0.05); 5 NLRP3-WT
B2 2 H S, NLRP3-KO B0 25 /N BT Penh 7K SF-
B RER (P<0.05).
2.3 &4H/E BALF & AAITEIET K

5 NLRP3-WT X A1 L5, NLRP3-WT B4l
/NEUBALF H KL I . rERR YRR . IR T 4 AR
THEC TR (P<0.05), NLRP3-KO X FEZH /N B
BALF F MR 2 . WERR MR AN . IR L 20 T4k
T B (P>0.05); 5 NLRP3-WT N2 Fo s,
NLRP3-KO Wzl 2H /N B BALF FR ki 4 it . W R 1k
AL R L IR A AR T BT BRI (P<0.05)

W1,

24 HBENRMARAHSERNRKEITSH
T

3

NLRP3-WT Xf B840 . NLRP3-KO % B8 20 /)N Uit
HANE P AUESIER, A& 0B W 5 M40 i
12 ; NLRP3-WT R 2H /)N BRI 2H 2 10 0 A<l
WIMGIE | RAYEIZIE A TE 2= KM ; NLRP3-KO
W Wiy 2L /1 BRUIH 20 2 = TE - o LG R L SR 14
TR I A5 2 R IS NLRP3-W'T 2% it 25 I 5k ik 3 .
DL 2,

NLRP3-WT X} #8240 . NLRP3-WT B W 2H |
NLRP3-KO Xf HB2H . NLRP3-KO 2 i 25 /] B il 26
ZURIEPEST 3N (0.61 £0.09) 43, (3.94+0.67)
3. (0.55+0.08) 4. (1.62+0.22) 4y, ZHES
P25 X (F=19.383, P<0.001), 5 NLRP3-WT %}
MR L #, NLRP3-WT Wi 2H /N 2H 2L 95 1143
Bl FHE (P<0.05), NLRP3-KO % B8 25 /I Bl 25
ARGEVE4r G W 284k (P>0.05); 5 NLRP3-WT
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BEg 2 L, NLRP3-KO BEMg 2l /NI RAEPE 0B IR (P<0.05),

F1 HHNRBALFRERIRAE, RERRMERIZERE ., MEMEMEITELLLE (f+s, x107mL)

215 n Ry v i TuRR ' gy vl 1] URR TR EL 200 A 3 14
NLRP3-WT X} 21 10 22+04 51+0.8 29+05
NLRP3-WT B 2H 10 5.1+0.8" 18.4+3.6" 5.7+0.8"
NLRP3-KO X & £H 10 22+05 50+0.7 28+0.4
NLRP3-KO B2 10 32+04" 89+1.3" 3.4£0.6"

F{E 11.092 9.829 13.575

PIH <0.001 <0.001 <0.001

. azn5 NLRP3-WT XA LA, P<0.05; bz NLRP3-WTBEG4H LS, P<0.05,

cleaved

" cleaved -“
caspase-1 [ =5 al caspase-1

T

NLRP3-WT NLRP3-WT NLRP3-KO  NLRP3-KO
pogiitil L2l il X IR L]

3  Western blot i% #& il & 28 /] FR Al 28 42 7 cleaved
caspase-1Fik KT ikE

2.6 KA/NFEBALFHIL-1B.IL-18EEMTL

Lo 2 5 NLRP3-WT X L H#L, NLRP3-WT Lz ZH
{) é o /N BLBALF HIL-18, IL-18 B9 9 & W] W I+ &
B ] ] (P<0.05), NLRP3-KO %} & 21 /I Bl BALF Hh IL-1B.
14, x200) NLRP3-WTXJHi4 (A). NLRP3-KOXJHR4H (C) L-18 M E RERLEM (P>0.05); 5 NLRPS-WT
N TR NUE A T R b, 7 WAL LUBE, NLRP3-KO Wi 241/ B BALF #F IL-
NLRPR-WTREGAL (B) /NEUASUb st gerean 18y TL-18 IS I REET (P<0.05). W2,
M= Y M\ii’%u, NLRP3-KO B2 (D) /NIl 2 g < il

B2 HFANRMALEEEZRN (FAK-prag

‘T’Zzﬁmuﬁlﬁ =\ fif’ﬂlﬂﬂ{xflﬂﬂﬁﬁﬁ %i*zﬂfba NLRP3-WT %DTQHEﬂ 5%2 %éﬂlj\fﬂBALFqﬂlLJB IL—18€§H"JHZ$§E
e ) .
(x +£s, ng/mL)
2151 n IL-1B 11-18
2.5 &4/ Al L A cleaved caspase-1 &ik NLRPIWTAHRZL 10 3.02+0.62  1.84+0.32
IKFERIET L NLRP3-WT R4 10 11.46+2.05  6.09+0.77°
NLRP3-WT %f H& 40 . NLRP3-WT B B 4] NLRP3-KO %} 41 10 2.96 % 0.56} 1.77 + 0,29h
NLRP3-KO WZhfi2H 10 571+0.82"  3.56+0.51
i RQLAY = il 4
NLRP3-KO X} &2 . NLRP3-KO B 2H /)N B At il 26 i e T
4 cleaved caspase-1 %% ik 7K 43 51 A 0.76 £ 0.08 Pl <0.001 <0.001
1.32+0.20, 0.45+0.06, 0.64+0.08, 25FH4 i1 Ve [IL] FIABMEA % a R 5 NLRP3AWT Xt B4 LG5,

vy e P<0.05; b7’ NLRP3-WT W Mi4H b4, P<0.05,
2PN (F=12.575, P<0.001). 5 NLRPRWT X o0 b )

ZH %S, NLRP3-WT 2% i 26 /N BRI 2H 21 cleaved
caspase-1 A2 R KR S TS, NLRP3-KO X B4 Y

BRI 2L cleaved caspase-1 )22 3K 7K - B I [ NLRPAWT SHREZ . NLRPEWTHERE4]  NLRPE:
fiX (P<0.05); 5 NLRP3-WTREWGALLLAL, NLRP3-  xo %f #8241 . NLRPEKO B W 41 /1N B B0 fit 4 41

KO B0 2/ NI ZL R cleaved caspase-1 HJRIAK GSDMD-N %%Lykﬂﬁﬁ}%u 7 054+007. 1.08+0.16.
I BRI (P<0.05), WLIEI3. 031006, 046006, R A5 iT#8 L (k=
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9387, P<0001) . 5 NLRP3WT X B 4 It % , %, NLRP3 KO B2 /N R WT B2 i /N B A0

NLRP3-WT I Wi 2 /)N BRIt 21 40 Fp GSDMID-N 18 357K
B & FF . NLRP3KO X 8 4H /)N B 2H 21
GSDMD-N 11 £ ik /K 7 B &8 FE Ik (P<0.05) 3 5
NLRP3WT Wi 2H He# ,  NLRP3-KO Wi 2H /)N B 25
21 rh GSDMD-N 1y 3= ik 7K F B & B Ik (P<0.05) o
L 4,

GSDMD-N‘ —— S ‘GSDMD-N‘_ -l

NLRP3-WT NLRP3-WT NLRP3-KO NLRP3-KO
X 2 E M 2H X 2] W 2H

B4 Western blot i&#: il & 28/ fR Bl ZH 27 Fh GSDMD-
N 3% 7k F Bk
3 iTig
SRE W M 1) R L R S S 2 5 A L M
g2 TR % R (2 B = W N i e B N7 o 1 2 P € e W
ZWR R RAER R, Al RE RN RSO
SERFEPE R B AR, IS R AR T
S A IE b Bz 4 M 5 I hn B A e O P
NLRP3 S AE /MATE 5 A I g S 248 I £ 7 Y 1 458 v
ECHER, IR AT TG EAERE . 8
B B HCT NLRP3 ki, dEmmimad g8 -
A 56 BE p FE 2B 1R 7 caspase-1 1 1 3% 16 4
cleaved caspase-1, J5 & BENE A T RE SN M 4 Y
TS o IESRAE, ZISLANIT ST R IE T €
KA MERMER . miR-223 1 5RIA . AR
PRILL > SN [] 2 i i 7 T AN AN I8 35 e 1 iy 2y
YRR D, TRl 6 NLRP3 A9 23k HAg 9
YEH, $&7R NLRP3 (1 /55 23K AT BB 7 i 1) 2 9 Th
HEEEH.

Wood %5 " B lfs RAFF S UE S0 M £ AL i
NLRP3 /1 % 35 7K F- B W34 i 5 Xu 58 7} Zhang
S5 B SN S BRE S R N BRI 1 4L NLRP3 &
iE/IMAS I ZR IR 1 21N . ARWFSR G OVA B
AR B OVA & iy 77 =2 7 3 AU iy
/NS, A WT /I BRUITZH 2 rp A 51 NLRP3.
cleaved caspase-1 B2 R4 i, 5 R HoAth 2R H
TH 7B W M K i B P NLRP3 40 /M A e ik 1
IpEERE 7 —3, i T D HR9 NLRP3 7E 1%
Wig A& ol R AR, AR BESE RN AT T
NLRP3 KO, NLRP3KO J& 47 3l 045 12 i 4 75 o]

N PEFEBR Penh KB S A1, il 2 21 b R3E F- 1
JULRE JES | 5% 1 4 AR 10 1 T 2 27 A B o
FEH NLPR3 KO i 25 2035 1 g IN B A= e SOy 1
KMATERILRAS, IR T NLPR3 &£ i5 S
50 W A ) EL A UE B -

NLRP3 25 15 34 i J5 i F 9% A 36 PE A9 cleaved
caspase-1 4= I8N, J5 & BEWS I IL-18 AT IL-18 A9
FAR SRSt oA A 35 P 1 B TL-18 F1 IL-18 i
AT L MBAIEIS, PR IR R A
RN, Ry A 55 22 P 58 1 40 I Vi O A
S T SR N I S i o ity 2 97 3k
PP AGE S ROV . R Z IR SR R, BEfE
ZIEFT Y T A G HE S it /) BRI 2 21 G 2R
JEPEAME N . BALF h 2R REAIMIECH I £ . [F]
e, AHFFT IR 2] WT B0 /N UBALF A1 1L-18 Al
IL-18 By & w3, 5 NLRP3 f cleaved caspase-1 3¢
RIS RV G, SE— 2 BN g & o i rp
NLRP3 %4 /IMA I BE VTS o 4 1 I HH NLRP3 7E %
Wit 25 s 1o 8 v ) RRE PR AE ], ASBIFSE7E NLRP3
KO J& M52 51 1 Wi /0N 5T 25 2 19 9 i 1F 43 P I
BALF rh Z 5 5 PR 240 i 85 H 987> B IL-18 FIL-18 11y
Frm R, FUINLRP3 7 My Kkl 2 v %S
5B RAE RN R PR, B3 IA 1 NLRP3 BEA2 Y
FNIL-18 A IL-18 YRS . 47 55 2 M R PR 40 12 1
TR I SN FI P

T BEAF T N 0 B S M 0 S A A
FER AN AT R P T B & A S VT
PNIAR 7/ 2878 VIR (s me K o e | DU SR E L
20 0 PN R i RRE A TR A A A M B, R I A
S RAE RN IR . BRI FE T 1) 4 %
# B NLRP3 4 &, i 4t }fd N GSDMD % fi oy
GSDMD-N Jf-ffi gy & B i1, X —ad R 2 kA4
FERAZ AN . B WEA . RIE b A A
GSDMD-N & H T AN EE T FREY) . AWFRHRE,
PO R Tl N BRI B D RB DGR | ARE RN
TR 7 o ARS8 AE WT B Rt /)N B oA T 381 ity 2 21
GSDMD-N [ RIR K F3E T, 3¢ BH 2 i & 1o A rp
TEAEFET I B s, BE S BEAE 6 T AR T g
AR 7T 45 R — 20, S5 AR I AR 2 I g 2
il NLRP3 Rk Iy a5 w4 . i — 201
NLRP3 KO J il £ T-F2 B a] 1. 7E NLRP3 KO %
Mt /1N U2 20 Y GSDMD-N B 2635 7K TP A%, B
NLRP3 KO %F GSDMD-N [ & 15 K 40 g 2 1~ ELA )
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HPERT, SIS G A R AR A i NLRP3 A
NS5 RAE SN AP, X AR A T A

ZEERTIR, ARWRFEH WT /) B S 562 02 g

%595 o T 0 A7 ZE NLRP3 %8 i /K 1 3 8 22 3k
NLRP3 KO /N RS2 56 4% B NLRP3 78 17 Wi 4235 12 A
125 RAE RN A AT . X84 R IR
ATA P NLRP3 75 1 Wiy 2 ik H 08 4 FH B W Wi 1) 2 9
HUTHR AL T S2 B0 ARG, o b 2 BRE W 3 () 9697 0
SRR TR
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(3]
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(8]

(& % X #]
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