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Jra KT 2 25 LT A IR IR+ 5 5 THP-1 71 NALP3
%MUI‘H?%%EI& fl?%ﬁjﬁ’]ﬁf UG

FEF? BHRE REED FEHE BHER @8 ATP MRS RER kTR

HE By @A nm R T A% e F st & #R 3 (monosodium urate, MSU ) # F A 3 4% 40 itk
THP-1(human monocytic cell line, THP-1)  NALP3 X M ik48% % &5 mRNA & LF& P IL-1B.
PGE, & ik 69 % % , 33T A KT AR X Kegm Xk, Fig #HE&EKR P . SRZRNTEHGRE, ¥
THP-1 FALH A = G 484 MSU FF148,MSU FF148F 200 mg/L MSU &% %5 12 h 22 5 X Je fm oA
A R E R JG R A T Rk A AR A BAR P & F) F R T A2 A 4L (A T BRI, L 3 A
TRNTH) Pt B, 53 T 10% =8 F, 10% K. P . AT RNTESEF,10% 5 G o iF +
Caspase-1 #7471 F, L MSU T Z AL T 10% =G oF T, 24 h 5, &k E &4 THP1 &4
fo b A, KA ELISA A &-204m e b F % F IL-1B . PGE, 4 & ,Western Blot \RT-qPCR % % # ] & 41
THP-1 ¥ NALP3, Caspase-1,ASC % & % mRNA ki, £ 8 L= gk, #8484 NALP3,
Caspase-1 . ASC && 5 mRNA £k % IL-18.PGE, 4 &3 & (P <0.01) ; &7 7 X T 4P A 354735
IR TR AR [T BA(P<0.01) A& . SR ZRNTANMABFRKEFHSZTEHAERRNTAP <
0.05, P <0.01) ;a8 20 Caspase-1 % & & ik & IL-18.PGE, 4 /& T4 A 41 (P <0.01) ,Caspase-1
mRNA NALP3 ASC % & % mRNA & & 5AEA 2 2 F L4itFEX(P>0.05), & RT3 AGA
8930 K AU T Ak L5 4] NALP3 X Mik4a £ & & & mRNA &k, 8V X2 B F IL-1B.PGE, # = A H %

EEE RATAH Ak, Rid; THP-1 @fetk; NALP3 X Mik; X B -F

Effects of Serum Containing Tongfengning on the Expression of NALP3 Inflammasome Related
Proteins and Inflammatory Cytokines in THP-1 Induced by Uric Acid SU You-xin'?, TENG Fang-
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HUANG Lu-lu®, and ZHANG Yi-giang® 1 Fujian Health College, Fuzhou (350101); 2 College of Tradi
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ABSTRACT Objective To explore the anti-inflammatory mechanism of Tongfengning on gouty arthri-
tis by detecting the effects of serum containing Tongfengning on the expression of NALP3 inflammasome relat-
ed protein and mRNA and the levels of IL-18, PGE, in human monocytic cell line THP-1 induced by monosodi-
um urate (MSU).Methods The low, medium, high dose serum containing Tongfengning were prepared. THP-1
was randomly divided into blank group and MSU intervention group. 200 mg/L MSU suspension induced the
MSU intervention group for 12 h to establish the cell model of inflammation. After the successful identification of
the model, THP-1 in the MSU intervention group was randomly divided into model group and low, medium, high
dose serum containing Tongfengning group and positive control group. These groups respectively received
10% blank serum, 10% low, 10% medium, 10% high dose serum containing Tongfengning, 10% blank serum
plus Caspase-1 inhibitor intervention, the blank group without MSU intervention received 10% blank serum in-
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tervention. After intervention for 24 h, THP-1 and cell supernatant were collected by centrifugation. ELISA was
used to detect the levels of IL-13 and PGE,in cell supernatant of all groups. Western Blot and RT-qPCR were
used respectively to detect the protein and mRNA expression of NALP3, Caspase-1, ASC in THP-1 of all the
groups. Results
ASC and the levels of IL-18, PGE, in the model group were increased significantly (P <0.01). Compared with
the model group and the positive control group, the levels of all indexes in each dose serum containing Tong-

Compared with the blank group, the protein and mRNA expression of NALP3, Caspase-1,

fengning groups were decreased (P <0.01). The levels of all indexes in the low and high dose serum containing
Tongfengning groups were higher than those in the medium dose serum containing Tongfengning group (P <
0.05, P<0.01). The expression of Caspase-1 protein and levels of IL-18, PGE,in the positive control group
were lower than those in the model group (P <0.01), and there was no significant difference in the expression
of Caspase-1 mRNA, NALP3, ASC protein and mRNA between the two groups (P >0.05). Conclusion The
anti-inflammatory mechanism of Tongfengning on AGA may be related to inhibiting the expression of NALP3 in-
flammasome related protein and mRNA, decreasing the levels of inflammatory cytokines IL-138 and PGE,.

KEYWORDS serum containing Tongfengning; monosodium urate; THP-1 cell line; NALP3 inflammasome;

inflammatory cytokines

2 P9 KUME 5695 R (acute gouty arthritis,
AGA) J& Hi T IfiL IR B2 e BE 5 22 30 &, 3 BUR R 38
(monosodium urate,MSU) g A #r i FUTRLF 5615
R T ) L ZH 2, 0T TS PN e A A 1
5| 22 T R AE I S5 N T ) B DG T i B S S R
FERM. BRI, AGA 1 CHENE FE A 15 & MSU fi
VRO B A2 M A PR 2 1 52 R AL 5 AR A 52 1K 3
(natch domain-, leucine-rich repeat-, and PYD-
containing protein 3, NALP3) % #: 44", NALP3
RMERIE B NALP3 2 B 2 R K 24 & R v M 2
fif-1 ( cysteine-containing aspartate-specific pro-
teases 1,Caspase-1) FJH T-41 &5 S K A (ap-
optosis associated speck-like protein containing,
ASC)3 AN MR 2 Y Py IR PG B A 5 (AT Y
MSU fif4) # NALP3 2 (U3, 23 (2 NALP3 2
% &k s, IF 5 ASC KL% 1) Caspase-1
45 A R NALP3 4 o (R, i JG 15 1 i
Caspase-1 7£ NALP3 R AR5 TV & ol B &
PEA N R — SR A, Pk — 2508 LD SR A4, T8 A ¥ 1
ff) Caspase-1'*', NALP3 % 1 1k f i 1k J5
Caspase-1 FK JoiE A9 pro-IL-1p BY Y RLA 16 1Y)
IL-1B"° T IL-1B Al 3% COX2 4% PGE, , ix 4
A A e R RN . BFSTEIESE, 42 MSU i
115 S5 B9 B 41 Ak THP-1 (human monocytic
cell line THP-1, DL T & #% THP-1) 1] LA th Bl 2E M
AGA RAEIRA BT RE 5T AU, G 240 i 1 5 fim b,
FIEANE B3 R AR I E L1 8, X R I THP-1
AR R T 1, ROk B SR T 5 9 XU 5G4 R G 4

2t i A

I LT TR T R KR R Ty, i I R F 9 3R
BH, AT I 2 A B 18 R XU DG R R 1Yl R
PR /K U3 s 74 DY Jm B AR IE L B 6 T sh T
ES T STIR IF 5T 2 W L AT ) AGA S B Y 5
T PGE, . IL-8 17y i 5 B . BEAR BRI
T I NALP3 RYEIRTE AGA i S ZA/E R
ZIR TR AGA TP R R E B ¥ X NALP3
SRR O H 11 3R 3k K R AE T 43 W6 S5 A I
M7 S 1L, A 5 30 b 88 TR) 5 o 0 XL T A 2
M5 % MSU #7519 THP-1 th NALP3 % M {4k 40 ¢
FEHH5H mRNA DL BB IL-18 .PGE, #iE 1
SEMA), LATE 40 53— 7K SF- 1) B3 9 X % i XU 6 TS
RIPLRHLA

M5 %

1 sh¥ difakk 16 HEmge 3 H iR E e
ZREARAKEH 1.5 ~2.0 kg, MiERF, h E#EER
TLIX PN SE 30 sl iy S B Al , S50 sl iy A 7= VAT kS
SCXK (1)2012 - 0011, ZHLAR e v 5 25 K450 5
iy RIE IR R, SCI S R VF ATHIE S : SYXK
(1%])2014 —0006 , 7= 550 26 4 it vp = 245 K4 s 46
PRZE G4 No. fE A PR A S 4m 2 [ 2017 ]2
P 5 (025) 5, THP-1 4 i bk (40 Mo vk B 1
10° /ML VL TR AR A RA A, 5.7 -
1103) .

2 AW RRT T EIRE R S
JLIE S N = A L e U AR S N A 7 NI 1 IR
10:5:5:4:3:5:5:7: 3: 2 L il 4 A, W 250Kl fh A At
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P 2 K [ s S A o P A 2 R Sk i L R
251 g/mL W25, miRm R Kl . %E, T4 C
A7

3 FEIAFI ALEE  MSU &k ( 3£ Sigma 24
A, #t 5. 1198 - 77 - 2); Caspase-1 il i #| Z-
YVAD-FMK ( 32 [E ApexBio Technology 2\ A), 45 :
A8955) ;RMPI-1640 15774k (3 [E Thermo Scientif-
ic A, #5:03717) ; G4 iE (FBS, I ExCell
Bio /4], it 5 :11G292) ; PGE, ELISA 71 & ( [
Vo BB A RS AL it 5 F0229 ) ; ChamQ SYBR
gPCR Master Mix ., RNA Isolater Total RNA Ex-
traction Reagent ( g mUifiMERE A= PR A FRA ] L it
5 :TE231F8,7E211D8) ; it A NALP3 H. 5 FEHiT
(DU LAY TRA R A A iS5 : BA3677) ;
IL-18 ELISA il & . Sty A Caspase-1 Hi.50 FEL
& Sedt N ASC g FEHUiA ., B-actin H v B HT 14
HRP 41 I9G . HRP F4i i IgG( 3£ [ Proteintech
Group 72~ #, 4t 5. 20170712, 00053015,
00055889, 10004156 ,20000003 ,20000002 ) ; ECL
Star {1k &G H & BCA & B E ik 7 & ( |
M R AW B 0 59T e, dit 5. 041818180518,
112217171213) .

6% w5 (DM4000B-LED , [ Leica 3] 5
R E.OHL(TDZAA-WS, 1 FE A #3843 BRA D) 5
IR B O HL(64R, 25 [E Beckman A H] ) ; ighk 7%
RAL(RE-52AA , o EAANES) ) ; PCR 154X
(PE9600, % F PE 24 7] ) ;7500 Real-Time PCR {¥
(ABI7500,35[E ABI 24 )) 5 15l 4 J& ¥ (JS-400A,
5= Eppendorf A ] ) s LKA E T 5 BN R 48 AL 2%
&t M 18 & 4 ( PowerPacTM. 690BR006827 .
ChemiDocXRS, £ [E Bio-Rad A #]) -

4 AT EAMIE SIS 16 HK I fid ik
MR JE G F BB LR R 1 s A AR
ERER AT AL, Al 4 H o RIS sh W R 1w
S A | R KT 40 BT KT 2
4.0425 8.085.16.17 mL/(kg - d) Zi i H , K
92 ey, ELE3 Ko TARKMEE 1 h,H10%KE
SN 5 mL/kg A7 SRR fS 64T 1 32 3l KR L
FHARTHS , FIRIML. 283 0RMILT , KiG 5
T -20 CL3#-4E.

5 THP-1 B3R il &

5.1 10% FBS il &% RPMI-1640 %5 7 %
90 mL.FBS 10 mL . W#i 1 mL,

5.2 10% = F MG # % RPMI-1640 1577 5k

90 mL .25 I 10 mL APHT 1 mL,

5.3 10% A% v . 7 o AU B 24 003
RPMI-1640 573 90 mL ik . B 7 X T & 24
I 10 mL WPHT 1 mL,

6 MSU REWMH & HH 7KV
20 mg MSU f &, fm A 1 mL 35 80 I i RMPI-
1640 }EFEEA T 100 mL, FIRE TP bE 28 in P b
2RSS TR, H B B 200 mg/L MSU 1R %
Wo FEKE . ZEH, T4 CHRAAEH

7 THP-1 855E WAL THP-1 itk
AP A 37 CoRIE I sl SR 3l R A48 2 0k
PR . BB R BB 28 08 g, A
6 mL 10% FBS,iR4JJ5Lk 1 500 r/min &.00 5 min,
FE W, FEMA 6 mL 10% FBS, 1857 )5 4 41 it &
W ERF M. T 37 °C.5% CO, 53, Ik H Hik
BRIk S 3% . THP-1 BIFE K24 90% i T
1:2 &4

8 THP-1 BT HL6 kT X5k K n e
AR THP-1, R I BE ML A 7 3R 140 S 25 AL 1 iR
MSU T i 40 5 jfi. MSU T i 2H % fH % J& N
200 mg/L MSU R &R FRIEAMAI, T 12 h J5
B R SR W] DL RER 4y THP-1 4 i T AR 2
BRI 43 240 LT PR AN B 0] L 200 i 30 AN 3 R, A
MSU &8 B H B THP-1 4 i A SEBL S, 4G
20 A 35 W IL-1B8 . PGE, 1 & DLk 7 46 75 4
M M L1B >6 ng/L, PGE, >200 ng/L B # A
RUFG AT o AR S B FERE ML A LA K
o AR KT 4R BRE R B4 . 2B 10% 25 1
MY ,10% A% Hf s 0 i XT3 25 00095 A 10% =5
HIMLJ+5 wk 1 mg/mL Caspase-1 i i 7| Z-
YVAD-FMK 355 SR ORI A P L 50 s KT
2 K PR XS B ) THP-1 #4710, R F MSU il
fIZs A A A 10% 25 AL T e 24 h )5
1500 r/mini&.L> 5 min, ItdE THP-1 ZH EH5H

ST Al E iy IR

9.1 THP-1 40l B3+ IL-1B . PGE, & & 1Y
K R ELISA #: THP-1 4ifi b 15w IL-18.
PGE, i & i, = k& 4% I8 ELISA 257 & 1 W] 45 kA7 4
1§, F 450 nm AbF I Y EE (OD f8) , AR U] 52
bR ER 2, HARERT A TSR0 Hig P IL-18
HIPGE, 1 & .

9.2 THP-1 7 NALP3  Caspase-1 ASC [
FOEI (1) B BREC YKSE THP-1, #5581 x 10°
AN A 200 pb 2467, F ok 2% 30 min,
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4 °C 12 000 r/min &5.0>10 min, 8 W, (2) &
B R BEI A - 4% B BCA R R R Il 359 & v
PEfE PR EAWE., (3)EAZM. B HEA
FEa AR S B vP AR ( x6) =5:1 JRS),
100 CAJRIA 5 min, MRIEE FIAE SR TR LR
R K YR A B S UK B N B RE, 45— FL 2 pl
Marker, (4)HJK: 2225 i gk A &, 13 8 HL Ik Ak 14
20 V10 min,60 V 20 min,100 V 80 min, (5)
R UV ICH BB R 2%, Y EE TS 4L PVDF B 5 min,
e 4% \PVDF [R5 JEE 8 AU 56 R s U
JEUEAR \PVDF I K 2% JEURAR, i5 FIE TR B R geilt
T8, (6) B #% )5, TBST ¥k % PVDF &
5 min, B FHHE T BREEIEFT 2 h (7)) —HiiF
& $ M5, TBST Btk PVDF £ 10 min, & F—$i T
YRR (PR B NALP3 BATEREHTIA 1: 400, Sadi K
il Caspase-1 HLrilEHiik 1:5 000, fdi K EL ASC
FrORESLIA 1: 200, B-actin FIERESLIA 1:5 000) , 4%
K4 CHEFLK. (8) _HiMa: —HiHakE,
TBST ¥t#% PVDF i 3 ¥k, X 10 min, & T —# T
Ve (HRP 247 1gG 1: 10 000, HRP £k 1gG
1:10 000) , fEIREIIHFF 1 h, (9) B8 “HIHF
J& , ] TBST Pk#% PVDF Ji5 3 ¥k, &% 10 min, AR
AW B W =1:1 Bl B, K PVDF & T1b2#
BICHUGAN &, FF 4 PVDF 3 in 200 pL 5%,
FIN 1 min, XE Image Lab #{4FFE ¢ xf &5
HEAT BRAGC 53, 31 AR I 9 R, % 2R K B AR AR
BifH.

9.3 THP-1 1 NALP3 Caspase-1 ASC mR-
NA ZA&I (1) 519831 2 & W )N Gene bank
h#rtk NALP3 , Caspase-1 \ASC HK KKK CDS
J¥51 ,ia ] Primer 5. 0 #F it 514, JF ZFeAm v
WA TRARA A HITHIYFIEGR (IR,
(2) % RNA $2H icdE THP1 FEP 4, MA 1 mL
Trizol FmFT 2 Jo ] 8 Jokr j5 % I E10 ming il A
200 plL &40, MZZEW 15 s, IR MFL MR, iR H
H 10 min, 4 °C .13 000 r/min Z5.0>15 min, M Bt
600 pL LJZ/KAHZ8 EP &, JA 600 pL fi¥ )
SR, R EiEE A, 20 C#E 30 min, 4 C
13 000 r/min &.0> 15 min, 3 W, A 1 mL
DEPC /KECHI 1 75% L, 7850 VR BE , I 42 s
JEfH RNA PLIE & %, 4 C.13 000 r/min & .0
5 min, 7 FIEW. JA 25 pL DEPC /K, AT i3
VAR B 2 RNA IR, (3) 50 RNA P AT - il
1L DEPC JKTE £ 53 66 BE TR AL & A7)

aHE, 1 pb RNA FEARSETTIN AL, 12 5% OD g,/
OD e o 115 RNA Y& ARYEAFFLIN 2 000 ngifia:
HIEEATL, RNA ERLT 80 CIRAE. (4)cDNA &
RNA FEAF UK LA AR S),4 C 13 000 r/min .0
1 min, [0 45 EP & H RN A 45 41 RNA A, H]
ddH,O E %4 % 18 uL, FHEEMA 6 pL dNTP Mix-
ture, IR E A PCR 1¥,42 C 2 min &K INA
6 pL 5 xRT Buffer,jit A PCR 1¥,50 C 15 min, 85 C
2 min, FAEHRIINA 30 uL ddH, 0, (5) SZiZEEE
i PCR Kl . RT-qPCR WA Z (L3 2) I A
N, BAFEA S 2 MR AL, A PCR #7351
b PR U S5 95 °C 30 5,95 °C 105,60 C 30 s,
P18 40 MEH. L B-actin NS A @t Ct{E, 1A
ACt27 5 FEAMHIE AN ikt

%1 NALP3 .Caspase-1.ASC & B-actin JLH 51417751

A B B SR
(bp)
NALP3 Fi#514 5'-TACATCTCCTTGGTCCTCAGCAG-3’ 295
FiE51¥ 5'-GCAGGTTACACTGTGGATTCTTG3'
Caspase-1 Lii#514 5'-CAAATGCCTTCCCGAATACC-3' 268
TFUEs19 5 -TAATGGACAAGTCAAGCCGC-3’
ASC Fi#514 5 -TGAAGGTCCTGACGGATGAG-3’ 198
TFW51Y 5 -TTAGTGTTGCTGGGAAGGAG-3'
B-actin R34 5'-TGCACCACCAACTGCTTAGC -3’ 87
T4 5'-GGCATGGACTGTGGTCATGAG -3’
F2 IHEOLEE PCR AR
Eil 9%y R (L)
2 x ChamQ SYBR Color gPCR Master Mix 10.0
Mot 0.5
T 0.5
ddH, O 8.0
cDNA 1.0

10 Seit2frik RASTHE SPSS 22.0 X
SEIEARIEAT AT, TR TORER X £s £, 4l b
BRI BT Z 0. P <0.05 N2 %H %1%

& R

1 &4 THP-1 B3 IL-1B8 . .PGE, & & [L &
(%3) HEA4i R4 IL-18 .PGE, & Hil £
(P <0.01) ; SR, s , 45 70 408 AT 41 5 PR %
HEEH IL-1B .PGE, & &/ (P <0.01) ; & F &g AT
4 IL-1B8 .PGE, & i ¥IK T FHPE X i 4l (P <0.01);
I R XU IL-1 B W PGE, & i 1 H 7 i KL
T (P <0.05, P<0.01).
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£33 K4 THP-1 LS IL-1B8 A1 PGE, & & b
(nglL, x s )

A IL-1B PGE2

e
i

n

3 1.9239:0.3593 19.764 9 £2.809 3

3
forEmRT 3

3

3

10.677 0£0.912 0" 205.866 7 +5.387 7"
3.7792+0.127 024°°  74.192 0 £1.037 5244°
2.5134:0.108 224 60.879 0 +2.275 224
o R T 3.2431+0.083 74400 77.8413+0.577 424°
FHE X IR 3 4.7433+0.0870% 88.5190+1.178 7%

R AT

G2 A, P <0.01; SHRIL 4, 2P <0.01; 5B BE 4L 1Y
%, 4P <0.01; FhEmN T4, OP <0.05,°9P <0.01

2 44 THP-1 # NALP3 . Caspase-1 } ASC
EAFRBHB(F4,81~3) KAWL NALP3 .
Caspase-1 ASC i H K K; 5 A L, BEAIAH
NALP3 .Caspase-1 }2 ASC & HFE LT (P <
0.01); S5 BIARI 4 Lb e, 45 7 it 9 XU T 41 NALP3 |
Caspase-1 J¢ ASC & R IEBIFEAL(P <0.01) ;[
PEXT 4 Caspase-1 & I R AL FHRIAIA (P <
0.01) ,fH NALP3 ASC &k ZRIEG I E X
(P >0.05) ; %5 &9 X741 NALP3 ,Caspase-1
ASC H R BHIL T X B (P <0.01) 54K &
FE IR AT AL e T R R XU T 41 (P <0..01) .

A B C D E F

NALP3 | o PR T

118 kD

B-actin ————— ——| 42 KD

A 92 4B BRI C R i T 41D Jorh
UG KT 25 E o b KU T2 5 F R B R 45 T PRl )
B 1 &4 THP-1 f NALP3 [ HE ALK

A B C D E F

Caspase.1 | — — | e 45 kD

B-aCtin | ————————————— 42 kD

2 &4 THP-1 t Caspase-1 EAFIA LI

A B C D E F

ASC e — — . — —

25kD

B-actin | e——— | 42 kD

B3 44 THP-1 1 ASC EHFEIRLILEK

3 44 THP-1 ¥f NALP3 .Caspase-1 /& ASC-
mRNA KB HE (K 5) F Al Il NALP3,
Caspase-1 ASC mRNA #%ik; 545 A4l i, 4]
NALP3 Caspase-1 & ASC mRNA k¥ T (P <
0.01); 5 5 B 4 L 48, 4 7 & | WU 7° 44 NALP3
Caspase-1  ASC mRNA FiAH[EK(P <0.01) ;4%
FE IR KT 2 mRNA 35 % T B M B4 (P <
0.01) ;% & 7 & Jii U 7 41 NALP3, Caspase-1
ASC mRNA ZFik#m Pl T4l (P <0.01) .

Wi

AGA FZ G IRFRI N 32 RICTAT R ZLR L1 B
T2 R, SR R AR St IR . B S 2R
FERI,NALP3 RIEIRTE AGA Kt i rh & 155 %
SER . A2 E A MSU &R 43 51T 300E & /N B
NALP3 Caspase-1 ASC H&K Bl /N U E 40,

®4 AU THP-1 b NALP3 RPERMSCE MR (X xs )

21 5 n NALP3/B-actin Caspase-1/B-actin ASC/B-actin
H 3 0.3516+0.043 6 0.272 7 +£0.005 5 0.1610+0.017 6
H 3 1.4905+0.026 5 1.3791+0.076 4 1.247 9+0.039 0"
AR 9 AT 3 0.560 5+0.015 3244° 0.342 2 +0.020 824° 0.568 3 +0.036 5°4°©
rp) R T 3 0.4599+0.030 644 0.286 7 +£0.025 224 0.310 2 +0.016 9°4
e 7 KT 3 0.714 4 +0.020 0~ 4° 0.544 8 +0.036 1244° 0.488 6 +0.014 044°
BT R 3 1.418 6 +0.015 3 0.784 9+0.050 6° 1.1431+0.052 7

TE: 525 IR, P <0.01; 5RO e, 2P <0. 01; 5 FAYEX IRLH L, AP <0. 01; 5w KT 4l bk, ©P <0.01

£5 K4 THP-1 1 NALP3 R ER mRNA ik (x+s )

ZH 5 n NALP3 Caspase-1 ASC
Z=H 3 0.197 8 +0.001 6 0.154 2 +0.008 9 0.130 4 +0.007 4
il 3 0.744 8 +0.039 7" 0.982 3=0.036 8" 0.8332+0.051 3"
IR X T 3 0.386.7+0.012 3240 0.440 1 +0.022 224° 0.418 1 +0.034 9242
R R T 3 0.359'1+0.033 524 0.3084 +0.017 924 0.260 7 £0.014 844
TR AR KT 3 0.507 8 +0.058 9~ 4° 0.473 9+0.076 524° 0.516 9 +0.037.424°
FHPEXT BE 3 0.636 4 +0.024 0 1.1251+0.021 6 0.764 4 +0.021 0

T S AR, P <0. 01 SR HE, 2P <0. 01 ; 5 B B4l Lt , 4P <0. 015 55 diilisin KU 4l L4, P <0. 01
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25 L BRAS FE  B f /N FRE 4R IL-1 8 & 3
BALFIER /N, IESE TiX 3 AN EFE S MSU gk
PRI IR LN R B, BOKAL L AGA £
IR P EREZ Y, 29 g R B, AT R MSU A
7S THP-1 ' NALP3 &1k Caspase-1 & 11
WAL, BEAR ILAB B E AL AR T, X R R T
Caspase-1 & HITHfbie AGA Km i) R

THP-1 J2& M I A8 A I VR 4 25 1) B A% 24 i T
FHE 19 40 il Bk, Di Giovine FS 2" BF 5% & L, 24
MSU bR THP-1 I, AT & IL-18 S {2 R A 1
VBN, O THP-1 & AGA 80T SOV Y S B 40 i
Martinon F 2" il Caspase-1 #1515 MSU
PRI THP-1, & 30 L] 58 2 B K MSU S 4175
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