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[(FE] B8 WIS IME AN T eSS B R Ve . 73k ST RSN FR R /MR
AN 2 S FEE T (OGD/R ) #5528, FH Western blot B4 OGD/R J5 0. 1. 3. 6. 12 & 24 h S T-AH X
PRI R A2 BR | -1 (caspase-1) . HAHEANZ -1p (IL-1B) . Gasdermin D #5171 N % ( GSDMD-N )
B FIR TSN T 2 A HE I 2R Gasdermin D ( GSDMD ) J¥ %0 6 s /INJGe B 40 i, {1 JH 9692 9% % Fll Western
blot IEAGI GSDMD 54 Y88 o W /NI ST A AE 22 70 Ry 15 % B2 . Bk X BB AL . LV-sh_GSDMD 41 (12 #5: U/T
2k GSDMD ) , ffi F§ CCK-8 Fil LDH 7] & 4 {2k GSDMD 3§ OGD/R J& 24 h /IN B 5t 40 A 376 1 F25 14 4 52 i
i 7 Western blot 1 46 I 377 2k GSDMD %§ OGD/R J& 24 h /)N 5 41 it caspase-1. GSDMD-N., IL-1B & & 25 1k,
HIRZM . 2558 78 OGD/R Ji O h /NS 00 240 i N A T-AH OG 8K 11 caspase-1., GSDMD-N., [L-1B 9 3= ik 7K - R 45
OGD/R fi AT B, - HAE 24 h k35 (P<0.05) o MBI ITER CSDMD 4% e/ Mg T AN A i
OGD/R J5 24 h, HIEHXTIRAAH L, JUER GSDMD I 48 o 4 B G M AR A 2P (P<0.05) , FEAI/NIE o 4
i caspase-1. GSDMD-N, IL-1B #EH/KF (P<0.05) o Z5i M@ EEUTERANM AL T SR W 1 GSDMD 1],
AU PR AT, $R /N T AT T R e AR ot M b 4
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Role of microglial pyroptosis in hypoxic-ischemic brain damage

TAN Lan-Lan, LI Mei, FENG Chen-Xi, XU Li-Xiao, DING Xin, SUN Bin, LI Gen, FENG Xing. Department of
Neonatology, Children's Hospital of Soochow University, Suzhou, Jiangsu 215025, China (Feng X, Email: xing_feng66@
suda.edu.cn)

Abstract: Objective To investigate the role of microglial pyroptosis in hypoxic-ischemic brain damage. Methods
An oxygen-glucose deprivation/reoxygenation (OGD/R) model of rat microglial cells were cultured in vitro. Western blot
was used to measure the expression of the pyroptosis-related proteins caspase-1, interleukin-1p (IL-1f), and N-terminal
gasdermin D (GSDMD-N) at 0, 1, 3, 6, 12, and 24 hours after OGD/R. After the microglial cells were transfected with
lentivirus-mediated silenced gasdermin D (GSDMD), immunofluorescence assay and Western blot were used to measure
the transfection rate of GSDMD. Microglial cell lines were divided into three groups: normal control, negative control,
and LV-sh GSDMD (lentivirus-mediated GSDMD silencing). CCK-8 assay and LDH kit were used to observe the effect
of GSDMD silencing on the viability and toxicity of microglial cells at 24 hours after OGD/R. Western blot was used to
observe the effect of GSDMD silencing on the levels of caspase-1, GSDMD-N, and IL-1f in the microglial cells at 24
hours after OGD/R. Results The expression levels of the pyroptosis-related proteins caspase-1, GSDMD-N, and IL-1
in microglial cells were upregulated since 0 hour after OGD/R and reached the peak levels at 24 hours. A microglial cell
model of lentivirus-mediated GSDMD silencing was successfully constructed. At 24 hours after OGD/R, compared with
the normal control group, the GSDMD silencing group had a significant increase in the cell viability and a significant
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reduction in the cytotoxicity (P<0.05), as well as significant reductions in the protein expression levels of caspase-1,

GSDMD-N, and IL-1f in microglial cells (P<0.05). Conclusions

Lentivirus silencing of the key substrate protein

for pyroptosis GSDMD can alleviate hypoxic-ischemic brain damage, suggesting that microglial pyroptosis aggravates

hypoxic-ischemic brain damage.

[Chin J Contemp Pediatr, 2020, 22(11): 1226-1232]
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microglial cell

il S B I PE - (Chypoxic-ischemic encephalo-
pathy, HIE ) % 2O A JLAE T 8™ H i . An]af
[k Dy Res g ", Y24 1k, HIE BRI AT LA
SCRAPIE ROARTRY FIE S 0 3, (BHI PR 1548
Fio PG, LWk HIE (R HL, A BT
SR HIE Friiasrrik.

B A BRI P B 45 455 (hypoxic-ischemic brain
damage, HIBD ) J& HIE MBS F2, W 2B &
PREETeAET, WA ] sk S 5 | & RAE, X FhR
SiE B /N BT AN T, /MBS S AR A
2R G ME— B e i Y IS, /M
JoT 240 b 2 e HE IO B R R AR, O LR S EOR A
JEAR, A BRI T A I e R Y, B
P e /IS ST 20 ML A5 ) A AE SO AE HIBD i
Hh RUR A B 3 g v 2 E A e, B

FET- (pyroptosis ) ZITAFER BT E MM —FP 5
HRAE STV AR O 11 2 Ay e A T P A
TH A AN E T AL B B R AR IR PE, MBS
bk, T AREIE A TR SUE AR, (R
PEBE SR SN o AR TR 0 IR L e 6 BT vk 4 |
DNA Bl Jz TUNEL B €& [fH P4 45 8 12 ) R AIE 5
B 40 0 40 B S B 25 B AR 22 1~2 nm R/
FLBR, fanfEisk LogRet:, RIIEFERM; &
LA ek B AN RO RO R A N A,
RIS E S Y, NOD AR 2 1
O 45 # 8k 3 (NOD-like receptor pyrin domain
containing 3, NLRP-3 )/ 2Bt 2 i K A< 2 i 8 11 1 -1
( caspase-1) /Gasdermin D ( GSDMD ) %li#4) i 25 4L
TS, WAL, GSDMD &4 A2 111 B %
B, g LR RN, Gasdermin D [
N i ( GSDMD-N ) 54438 M HE C g 45 1 SO Tk
ke, WESSEIRENE, I HREG iR
Y, W BAREREEALIE AP, M5 &
AT R AR, SRR B A B S U
BOFFIE LI, /M B4R T-AE HIBD AU ELA:
PP A R A A

PR, ASAIEFE AP0 o A b SEBG ) 20 RN

AR ALAE T FE HIBD H 1R .

1 #MR5EE

1.1 LA 5 4A

TR BRI B 4N i R 0 F g R AR R A
FRAFIZAIMEZE . (1) R a5 R iy K B/ BT 4 i
FMRPEAE BT AN, 43R 1EH X RE A R b
SFIZFEVEEZH (OGD/R 4L ) , OGD/R 4HH43 0. 1,
3.6, 12, 24h . (2) R Y KR/ BT
ML ER, S0 I X B L ARG Bk U, 18 0%
B UL B A IAMEXT BB (18 e 4] ) o LV-
sh_GSDMD 1 4 (2% # JLEL GSDMD J¥ 51 1) |
LV-sh_GSDMD 2 £ (125 #:00#K GSDMD J¥412) |
LV-sh_GSDMD 3 £ (1255 #:00#k GSDMD J¥313)
(3) 5 15 35 4 1% R/ IN I T3 400 . 2R AR i Ak P 5
KIAFE, 3 WIEEREFRAM OCGD/R 24 h 24, W
5 S5 IE H X RELE . BT B4 LV-sh_
GSDMD 4.,
1.2 FERFA

0, (MRJE <1%) +CO, (HJE 5% ) +N, (¥RE
95% ) IRAAM (HMATE&EZSEBERAH) ;
DMEM/HIGH GLUCOSE $; 555 . A& # A
IRV 2 b (EBSS)  (Gibeo, EE) 3 A
A M vE ( Biological Industries, P ) ; HER -
R RN ( LIRERE S REYHEARERAHF) ;
BT caspase-1, GSDMD . IL-1B ( Abcam, Yo )
FBL B-actin HLA (UMM BERME P8 AR B A FRZA
Al ) MREEAS . 18N TETTER GSDMD A 1.
GSDMD J£ 41 2 K GSDMD J£ 41 3 ( i 9L A
2 ARABRAT ) 3 CCK-8 ik & ( AR
R ITE AT ) 5 LDHRF & (H st ik
TRERFFERT) -
1.3 KE/MRRAMEAZNIESR

B/ IN B J5T 40 i 2R 1 35 5 ik 2 89% DMEM/
HIGH GLUCOSE+10% fi& 4 IfiL ¥ +1% ¥ 5 & - 8%
R, T 37°C. WWHANRE 5%CO, B PR %
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1.4 MEXBR/MEFRMAMEZR OGD/R &

UM FP AR SR, AR R B IR ) 80%, Wi
AR, FH 1 x PBS VYL 2 IKJn, Ay EBSS
JE AL E M (0, YR <1%, CO, IRIE 5%,
N, W 95% ) v 2 h J i, 37 B4 bl Ji 4% 5 A
(89% DMEM/HIGH GLUCOSE+10% i 2F- .7 +1%
HEE -HHERER) " K LR ERE S
B E] s E N Oh, FFHSBAMEE 1. 3. 6, 12
K 24h, e AIFTE] A, B FRA AR IR 2 AH DY
A1) 5 HEA T CREAG N . I % B4R 54T OGD/R
AhH, SEERARNT ER 3 IR,

1.5 Western blot ;5#&iIEARIA

W BN S AE B 1 2L 52 v P AT A RN
A1, PR H L IR I R R R A RE S
o8 R A ) R AE Rk B, SR i e B L 481 1)
HAfinA 5 x & B vp I AR IER % %
IRA), BRI (100°C) B lE AT
ARVE 10 min, 5 FGCE IR SR 25 41 AE B A2 marker
FM AT AR, DA SE R R IR T HLIK
SEH 60V HLH, M8 kA 2 Uk 4 I R o3 25 1 1Y
AEFALEF R 90 V L FEAR SR UK, 24 marker 23
F R Ay B IS i B A FL UK . B B U
K, FERERTE R L R B - =5RIEAR -
& ~PVDF B — =3 U8A% — AR B3 1 78
PVDF BT H BRI 2 1 min DT LR,
B T 5E NG TN B A WK RS R 2% v b, L
230 mA . 60 min H R IEATHE ML, 45 AE S5 S U
PVDF i, BUH BB E T 5% BiNE 405 i IR 58 R
B 2h, EHHAZRE, ] 1 x TBST #% 3 IK,
B 10 min, A caspase-1 (1:1000) . GSDMD
(1:1000) . IL-1B(1:1000) . GSDMD-N( 1:1000 )
B-actin (1:10000) —#T, K LH R 1h5HE
T A4CHIRER. KHFE PR, HH 1x
TBST vk 3 %, K 10 min; ZJ5 233 A R =
Pt B-actin (1:5000 ) , HARAHHR =P (1:5000) ,
JFHE THEIK FFE 1 hy 2P0, A 1x
TBST ¥EfE 3 ¥k, 4K 10 min, {81 ECL B3I
G AR A A G T R, B RS i R K
FEAH 53R Image J #4617 S
1.6 BREBRLEKARMIRARZR

WAt T 24 fLARh, FRdi i R 2 80%
B HEA TR B A YL 00 . KHAAE T -80°CHkAR T Y

P R S B T UK B, B O O
R T 2T T B ORI, ARYEI I 2
NG S 4 (MOL) A (MOI=100 ) A2k #5:f Ji2
(9 x 10%mL ) 15489 B i FH &t I FUR AR B3
JC I3 355 97 56 b [ 929 B 4l A & = (MOIx 4
MIECH ) /BRI L ], WRHBOR I (18 R TR
GSDMD J¥ %) 1, GSDMD J¥* %1 2. GSDMD JF %1 3
BN EE S ) TR N ASS L 4u M, K4
WA 37°C CO, B FRAtirh 5%, Y2y 12h, B
et R IR AL . 72 h 5 R R E 5L Western
blot AFIBIEE YR, e e 2 Fry H
I, 5 JORTE 90% LI b, $ER AT T gk
SE . SCERAST A 3 IR,

1.7 CCK-8 i&ieM4mAaiE 5

W BRI B B A0 B R DL 1 x 10° 4 AR/ FL Y
B AR 96 LA b, JF H AL EE IR N
100 uL, 283 OGD/R J5 24 h, W 5%, ¥4
AFL AR Y 85 FE e Y 100 pL K5 3% 3E +10 pl CCK-
8, JEH T 37°C CO, ¥ 548 i E 2 h, 2 h J5HU,
18 i 96 FLAR B AR AE 450 nm AL 05 4E & A WG
JE (OD) o SEERAlsr B 3 1K,

1.8 LDHiXF & X iN4HAa LDH st %

W BRI B 5 A0 B R DL 1 x 10° 41 AR/ FL Y
B AE 96 LA b, JF H AL EE IR N
100 ul, %3t OGD/R J 24 h, MAFFLAUsSE 50 pL
EiEW, JF HL IR LDH ) A iR 1R A IR AT
FEBRAE, AR ZWAE 5 min, i HEGFIRAE
450 nm AL 5E £ FESL OD {8, 8 LDH I %,
SEYGAST A 3 IR,

1.9 HITFESH

K H GraphPad Prism 5 Gt R AR5 1 748
T THRBORERHTEL + iz (R£s)
IR, OGD/R HiJ& LR FHECXT ¢ K g 22 4[]
P FHEA R 2508, LA HL R ] SNK-g
il . P<0.05 MZEFAGI¥E L.

2 R

2.1 OGD/R % EEHXBR/IMNRBRHEEERENETHE
% % A caspase-1, GSDMD-N. IL-1B 7k ¥ &Y ft
BT

Western blot 45 £ I 75, OGD/R 4 ¥ J5
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0 h B /Iy e 0T 48 B P4 8 T AH OC B 1 caspase-1
GSDMD-N ., IL-1B [FeRAFE A4 T Fi, JFH
FE 24 h BXASEHE SR B EE (R 1, Bl1) o 5%
$E7R, OGD/R Ja /MBS T4 P 30s T FE T4 G 2R
EESSTS
2.2 I25KETE GSDMD A R/ A F
FH S 35 4 EE Ay A 2R €056 O A DT R GSDMD
£ %1 (LV-sh_GSDMD-GFP ) & 3 /N ¢ J5 40 il
72 h JE R BB IS . s eas R N,
LV-sh_GSDMD 1 21, LV-sh_GSDMD 2 2 il LV-sh_
GSDMD 3 4 3145 s e Ge /e 4 i (181 2)
33— B 3iF LV-sh_GSDMD i T4 20%, % H
Western blot #1455 g7, 1EH XFRE4 . FHPEXT
B4 . LV-sh_GSDMD 1 4. LV-sh_GSDMD 2 4 Al
LV-sh_GSDMD 3 #H 1) GSDMD #& [ % ik & 4 41
9 0.852+0.013., 0.846 +0.009, 0.137 +0.002.,
0.828 +0.013. 0.844+0.015, FAHIKERHY
T L (F=2302, P<0.0001) . 51F % % B84
L, LV-sh_GSDMD 1 44 B& AKX T GSDMD 2 11 %
ik (P<0.001) (KE3) . 4278 LV-sh_GSDMD 1
AL N AN AL T, X GSDMD 28 14634 1
THRCR R, ATHTES5,

DIC

LV-sh_GSDMD 1

LV-sh_GSDMD 2

LV-sh_GSDMD 3

&2

* 1 OGD/R B/ R4 caspase-1. GSDMD-N,
IL-1B BRIZTH  (n=3, xxs)

21 caspase-1 GSDMD-N 1L-1B
ERWAEA 02610009  0.503+0.004  0.797 £ 0.059
OGD/R 21

0Oh 0.394 +0.034"  0.616+0.033" 1.072 = 0.026"
1h 0.476 + 0.056"  0.601 +0.001°  0.644 = 0.037"
3h 0.344£0.016  0.226+0.003" 0.918 +0.072
6h 0.434 +0.036"  0.251 +0.004" 0.648 + 0.062"
12h 0.336 +0.037 0421 +0.006 0.728 +0.016
24 h 0.756 + 0.062°  0.755 +0.023" 1.366 + 0.019"

F {4 49.48 466.50 94.98

PiE <0.0001 <0.0001 <0.0001

2R EIEL GSDMD # /N R E ( x 100)

HE: [caspase-1] 2 Bt & R K & &R & H i -1; [GSDMD-N]
Gasdermin D 254 N %5 [IL-1B] HANAEAN %K -1B. a /m 5 1EH XTI
A LA, P<0.05.

OGD/R(h)

g0 1

3 6 12

24

CSDMD-N |- aee o oo -| 32kDa

caspase-1

B-actin

1

GFP

B ]
IL-1B b q 17 kDa

20 kDa

42 kDa

Merged

(LV-sh_GSDMD 1) | J¥41 2 (LV-sh_GSDMD 2) . J¥41 3 ( LV-sh_GSDMD 3 ) i3 Yett A /N4 .
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o &@\Q&l & P X5 8 40 F1 LV-sh_GSDMD £H 1) 20 g 75 7 1 4 2%
?g@@“’\s‘xﬁ BTG L (P>0.05) . OGD/R 24 h if, 5
SES TEH X IRLUAR L, LV-sh_GSDMD 41 41 il 4 4 [ 1%
GSDMD-N ! [ .d 53kDa ( P<0.05 ), FAMEXT IR 22 7 TGt i 222 X ( P>0.05 ),

& 3 Western blot i% # il & 40 40 i F» GSDMD 3%
% H ik 45 JL % GSDMD £ 41 1 (LV-sh GSDMD 1) %f
GSDMD & [k R icm o

2.3 LV-sh_GSDMD %t OGD/R )X R /M /&R
e e A

SIREE R BN, TEIEWREFRAMT, IEH X
HAZH . BN REZ . LV-sh_GSDMD 2 /)N e Joi 241 fitd
WPE A 22 g it = L (P>0.05) . OGD/R
24h BF, HIE®XT AL, LV-sh_GSDMD 4
MG METE R (P<0.05) , BAMEXTIRY] 22 3 048
P25 X (P>0.05) o OGD/R Ab B /N o 40 i 5
24 h, I H X BR L RIS B ZH /D SO 40 e 3% 4
BOE# IR AR (P<0.05) o 4594275, LV-sh_
GSDMD AJ#5 OGD/R Ji /N B Zm Gtk . W3 2,

F2 HEAMBEMELEE (n=3, xxs)

2151 EWEEF OGD/R24h  tfH  PIH
1EH X R 142004 069003 24420 <0.001
Rt R 2 1.43+0.06 072+0.11 9.663 <0.001
LV-sh_GSDMD Z41 1.32+0.20 1.11+0.15" 1371 0.242

F1ii 0.712 14.030

Pii 0.528 0.006

e a /RS IEE XA L, P<0.05,

2.4 LV-sh_GSDMD X OGD/R Ja#I Xk R /MR /R
£ R R 20

T ARG/ M LD H s H 5 S ol 240 i 7
PE, 200 LDH Ji th R sy, 4o ing ., S0
SERNIR, EIEFEFRAMT, EREXIEA, B

OGD/R AbBR/INEE B 240 il J5 24 b, 1E 5 X% AR 2H A1 B
PGS 2 200 B T B4 I B R I R (P<0.05)
ZERPLR, LV-sh_GSDMD 7] [ OGD/R J& /Mt i
fpEEtE, W% 3.

%3 &4 LDHFHERERLE
151 IE#EZ: OGD/R24h  ¢f  PH

(n=3, x+s)

IEH TR 034012 128+0.13 9.091 <0.001
PR 2 042+0.08 121+0.06 13.710 <0.001
LV-sh_GSDMD #4H  0.56+0.04 0.72+0.15" 1776 0.150
F1{H 4.698 19.070
P{H 0.059 0.002

W a R SIER X IRLLILEE, P<0.05,

2.5 LV-sh_GSDMD %t OGD/R J& 24 h Bk R/
A ZERNETHAXEH GSDMD-N, caspase-1.
IL-1B 7K F Ry im
Western blot Z5H 7R, 7EIEH B 5404 T,

IEE X REZ . FPEXT B A LV-sh_GSDMD 2 /Mg
JRAH N caspase-1. IL-1B &5 /K F b3 2 7% L5
FH2 7 L (P>0.05) , LV-sh_GSDMD #H GSDMD-N
AT IEF X4 (P<0.05) o OGD/R 24 h
mF, SIEH XA, LV-sh_GSDMD 2H /MK 5t
YA IN caspase-1, IL-18, GSDMD-N £ 4 7K A%

(P<0.05) , BAMEXTREA iRdRbR2E T G5
X (P>0.05) . OGD/R ZbBU/N FRANME)E 24 h, IE
B X HECZEL 0 ] 4 X6 B /N I BT 2 i PN caspase-1
IL-1B. GSDMD-N #& [ 7K “F- 38 8 0F ' 35 57 B T 1

(P<0.05) . &5 % /R, LV-sh_GSDMD #J [# ik
OGD/R J& 24 h /)N I8 J3t 40 e P caspase-1. IL-1PB.
GSDMD-N MK, W3k 4, El 4,
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x4 BREARETCHEHXEAKFELRR (n=3, xxs)
GSDMD-N caspase-1 IL-1B
25531

IE#KFE OGD/R24h fH P 1E#K:FE OGD/R24h tfi PE IE#KFE  OGD/R24h tffi PA

IEFATIEA 1.14+0.06 1.96+0.24 5.789 0.004 0.060 +0.022 0.365 = 0.026 15.520 <0.001 0.244 = 0.054 0.608 + 0.082 6.380 0.003
FAPEXTERZ]  1.03+0.17 1.91+0.10 7.613 0.002 0.059 +0.018 0.375 +0.028 16.710 <0.001 0.279 +0.040 0.625 + 0.125 4.564 0.010

LV(:S:;)_MD % 0.27 £0.12* 0.26 £ 0.08" 0.197 0.854 0.070 £0.011 0.148 +0.022" 5.453 0.006 0.282 +0.042 0.129 +0.017" 5.927 0.004
F1{E 42.490 115.700 0.362 77.150 0.642 31.400
P{E <0.001 <0.001 0.711 <0.001 0.559 <0.001

¥ : [GSDMD-N] Gasdermin D & [1 N %fj; [caspase-1] 2t 20 2 K 4 2R 26 (1l -1; [IL-18] FIANIE AN 3 -1B. a 7R 5 1EH X BB 4L Ho 3,

P<0.05,

GSDMD-N

. [ '. $8 (32 kDa
# 0 |20kDa
I-15 | g B e . . 17 kDa
- et e

1 | 1 I

ERHR

caspase-1 ry

42 kDa

OGD/R 24 h

B 4 Western blot i% # il 12 %% & T X GSDMD %%
RN RABOGD/RIEREIF24hETHXER
GSDMD-N, caspase-1. IL-1p FRixHKkE

3 it

1641k, HIE AR 6= A 80067 T B
FEXT HIE 30 ™ 55 i 1) 1B A7 2 I PR TAE
HROE DA e B XER, BRI b, BE O 2t i 4 i
W2 GR350 ] ARSI 40, 4 =% HIBD
sz, A EATRIBF R4S 1A, i Siskh
BASFRZ), el R e DR IS4
PG, & B HIE B AL, % T HIE BIRY7
AEEME L, AFFER AT OGD/R FEABHY T4
R IML T O, WSS/ NI B 40 ML 5 T-7E HIBD Hp
HIFEH]

UTAERMEFE R B, A AR T — bt RAE TR
caspase 175 & [ A MU FE T PEFE T )5 =X R {7 e 7
L, UM AR TS B0 S caspase-1 KA 1 48 Bk
AP K caspase-4/5/11 AR 2 Lk 12 ¥, NLRP-
3/caspase-1 & P/ IMAVE g 20 #3342 20 Bt £ 7= 38 %

(L, BATE RIS s A U FERBIR
J A K NG G55 J5 . NLRP-3 F 2438 i i
OB B T AN . T AR 2L S M4 (reactive
oxygen species, ROS ) B AFiRARTGIL, BEJ5 M
5T AA I SRR EE 1 M pro-caspase-1 45 & M7 2H
4% I NLRP-3/caspase-1 R PE/NMA, caspase-1 ) 4
A fid & fE T AR, GSDMD AI{EN
caspase-1 T A HLAE T OCHEEIKY) . GSDMD K
24 480 DNEIEMR, 708 N Sl ORI C Sl
B, ZHM-KHiER, WIS caspase-1 FIA 5
DI GSDMD 307 5. GSDMD 7E 8 _F i P =
Weshia, AEHEPE N Smgs H B H C omél i R
O, # S NR R, JFRE M aE R
RIRRY), AR fLE, R& A
ik, BRI R AR TL-1B . IL-18 SRR 1,
NIz 1 o=y S

R AE T — Mk AR e B R, (HAL AT
ATE /NI R AN L AR AR T B 2 R
WEENE, 78 HIBD ff #rpin sl S sim e, filn
RV IMAS HIBD AE B VIR, Hrl@a 25
RARHEINAE S K - IL-1B | TL-18 B AA R A= i S 73
I8 3T caspase-1 B FEALRLN, 75 S ik Bl 1L 22
JE AR R T P

TEAWE S, 8 5 Tl a6 R R/ B 5T 4
Jitl Z OGD/R 5 B i 45 5 4% I [] i #8240 k4R
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