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[# E)JEN.ERXEANTE-1B( interleukin-1 B,IL-1B)7E St FEIR B8 45 A1E (acute respiratory distress syndrome , ARDS) H )
FEIR LA ST A METESY IL-18 7 ARDS HHIER,, ik K/ Bl B8 8% (lipopolysaccharide , LPS ) B 28 | LPS+3 - iR i
¥ (3-methyladenine , 3-MA ) T-HiZH #1 LPS+PBS Xf R4 , A KN4 AC 5 K CSTBL/6 HEVE/NER, it ELISA #i/NBUnYE B
BEYEVR R [L-1B AY3i5, RT-PCR X/NEUR AL IL-18 T2 B 54T, Western blot #:3 LPS #5519 ARDS /) B4l 4 1%
EHXEH LC3(LC3N/LC3 I LI P62 ik, i 3-MA TH ARDS /MEBAEL, IFA IL-1B . Mg R 3 R F—a (tumor necrosis
factor—o, TNF—o) . A4 E -6 (interleukin—6 , IL—6) . y— T P & (interferon—y , IFN—y ) ZE 41 L 5 F LA B H 7k EA8 4k, SR . DLPS
55 ARDS /N FAERIA IL- 1P FE5F R I | i v 78 e R LA B fik 4 4R v ) SRR IE 3 %of BR4H B B 7+ = (P {E 43514 0.000.,0.000,
0.021) , Western blot 461l P62 & B & AR (F=14.376,P=0.005) ,LC3 1 /LC3 [ {EZR$HTFHE (F=53.799, P=0.000) ; @©3-MA 4b 3
ARDS /NEHERIS  IL-1B8 LA TNF-o IL-6 IFN—y %R 40 N T 76 51 & L B #7835 9 LA % At 4L 4 o f) s v R 4 S R 28]
HA & MK (P<0.01) , Western blot 4l P62 55 [ & 4 MEAI ( F=20.037, P=0.002) ,LC3 I /LC3 Il (8B 4 F+ &5 (F=38.726, P=0.000) ,
ZEIS P B B WETT R TL-18 A, 158 TL-1P SR A VEH , V8 ARDS B5e st B .
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Role of excessive autophagy in the regulation of interleukin—1p

in inflammatory effect of acute respiratory distress syndrome
Wang Chuanjiang,Xu Fang
(Department of Emergency and Critical Care Medicine,
The First Affilicted Hospital of Chongging Medical University)
[ Abstract]Objective : To explore the expression of the interleukin—18(IL-1B) in severe acute respiratory distress syndrome (ARDS)
and the regulation of IL-1Bby autophagy in ARDS. Methods:Mice were divided into lipopolysaccharide (LPS) induced ARDS model
group , LPS+3— methyladenine(3-MA) autophagy inhibition intervention group and LPS+PBS control group;each group were randomly
assigned 5 C57BL/6 male mice. The expressions of IL-1Bin serum and bronchoalveolar lavage fluid were detected by ELISA. Quanti—
tative analysis of IL—1Bin the lung tissue of mice was conducted by RT-PCR. Expressions of LPS induced blot related protein LC3
(LC3I/LC3I) and the P62 were detected by Western blot. 3-MA was used to intervene ARDS mouse model,and changes in expres—
sions of tumor necrosis factor—a(TNF-a) , interleukin—-6(1L.-6) , interferon—y (IFN—vy) and other cytokines and aﬁtophagy levels were
detected. Results:DIn LPS induced ARDS mice model, the expressions of IL-1pBin lung tissue and lavage fluid was obviously higher
than those of normal control group in peripheral blood and bronchoalveolar lavage (P=0.000,P=0.000,P=0.021). P62 protein detected
by Western blot(#=14.376,P=0.005) was decreased gradually; the ratio of LC3 was increased gradually(LC3 I[/LC3 I F=53.799,P=
0.000). @In 3-MA mouse model of ARDS,IL-1B,TNF-a,IL-6,IFN—y and cytokine expressions in lung tissue and lavage fluid were
significantly lower than those of control group and model group in the peripheral blood and bronchoalveolar lavage (P<0.01). Western

{YEE 148 : 20 3%, Email; 841735693@qq.com, blot detection of P62 protein was decreased gradually ( F=
R B KRR T, 20.037,P =0.002),the ratio of LC3 [/LC3 II was increased

HEEEE 4 % Email.527904228@qq.com, gradually (F=38.726,P=0.000). Conclusion ;Inhibiting excessive

ESTE DR ARMFA LT E (%5 .81570069); & & 4 autophagy can decrease the level of IL-1f and reduce the pro—
EAMEFENERRIFERYHTE (%% cstc2016jcy— inflammatory effect of IL~1PB,thus controlling the inflammatory
jA0005), effect of ARDS.
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FEBRAEEF IR TAE  , SR Ea LG
(acute respiratory distress syndrome , ARDS) B
DB BtER I A AE , 25 Tl i PR R B 1 BT R R AT LA 3
ARDS By RN, MR, RE L FHLHE S (me-
chanicalventilation, MV ) 5 B& B N 3 | 35 iz FR G & |
i ¥4 2% T V5 M40 B R B AR IR YT 4 ARDS #91l IR
SRR T BERE HEETREEA T, H
A& -1B (interleukin-1p, IL- 1B ) YE N R SE 4 L R T
£ HE YA & -1 (interleukin-1,IL-1) RIEA L5,
S FEER S 1L-18.1L-33 AL, HAE R ML IE & i
PERZKFTARE, AR RN . S5 /) BUE
Bep | (i AN Ve R IL-18 AP B AR, IF
HAE 2R IL-1p EFE MR/ R, e
RO R T, W IL-1B & ARDS KRt P E
ERAEMME T, BWRITJLEAYESRIER
EHER PR Z—, FT AR AL BTA diffirt,
R—MERENERLRE, B LLESRH b
FERE R AU RARYE, o] WL IEH i
i AR X R 4 L PR B R N 4E 4 Al M A A T 3D

TR BEAT+r B, BaEFT A, B S EES .

PEPEIR 38 45 G AE 18 P RH S IR a1 -HLIE R
HEg5k = 5E it 3h bk i R S ISP BN B o6, 2402
FINNERBEATRET , A2 M Eaffi
P R B4 B MRS feE S T IL-18 MRS
M4 ARDS (9 R AE N2 B AT iR WA H R 5T
R, A SOt B MEE ARDS B AR S 1L-18 /Y
KR TR,

1 #RFFAE

1.1 N RAesa

CS7BL/6 HEME/NRL(8~12 AW B R ER K 3L 3)
YL, NEARFETTEEREARE (22 £2) CHBE
30%~40%.12 h JE/AE &M T, SYRUKBERE, Tl
WR BRSSP BRERER KEFRAER SN
6E . B/ B BB 28 (lipopolysaccharide , LPS )R RI 4 |
LPS+3— i 114 ( 3—methyladenine , 3-MA ) T- 7520 i1 LPS+
PBS X HB4H , A FEYLAEL 5 X C57BL/6 HEM/INER,
1.2 LIPS #F 0 R EHWMHMHHER

/B B T S K A B (3.5% ) HEAT RRER , BRBE SR B
JER /R E T —/ AN L, HETERK, Raolrd it 2
BRAE, B RSB 50 pg LPS(055;B5:1 mg/ml;
Sigma—Aldrich, St. Louis, MO, USA)¥& T 50 uL PBS S &
W45 , TCH PBS X FRAUREL LR 7 LT S8 MRS iE
50 wL, LPS#EEIZH 1 PS+3-MA TTH4HF1 LPS+PBS % HR4H 3
AFTR/NEAA BT 6,12 .24 h WEHMAREA  RET
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BAEATAHEE T, REUHIRER Y B 2 iR, MR
AB.L 1 000 t/min 4 °C 10 min JE4% M558 , W TR IR TELE
-80 CHF4IRE Tk E FHmE,
1.3 M¥F & BALF BAMEKE AN E

1138 & BALF ¥ 11-10 (BAJE BRI 2 14l ), TNF-
o JL-6 IFN—y,CXCL1.CXCL8 1 CXCL10(+ & I #5#i3E ) 7K
SR ELISA A& ERME,
14 HEHREF

W 2oh A REIE T 4% H IR 24 h, REHKE

R BV LR 4 pm, R AN AR A,

TR SV RS , AR MK o | PR A B MR 4R
IS AR TR B 455
1.5 RT-PCR

TRIzol 7 (K i% Takara 2> 7]) , Uil 7l & (K&
Takara’A 7] ) ,cDNA % 1 & BUAN & K PCR ¥ i &

(KIE Takara 28, 51 ¥ F5E1d GenBank 3515, 514

FER T Takara A F &8, 51 ¥ %5 . GAPDH, Li##514)
(5’-TTCACCACCATGGAGAAGGC-3’ , Fil#51#:5’ -GGCAT-
GGACTGTGGTCATGA-3" )  IL-1B( L¥#FE |4 .5’ ~GCTATGG-
CAACTGTCCCT-3" , F#¥5|4 : 5’ ~-TAGAGTGTCGTGTAGA -
GC-3"),

1.6 Western blot

BHBAM R HAS K R RIPA RHREREE
H,-80 CHRAFEF ., BIKEBEE 50 ng bHE RIGRK#H
TR B —PBEIRE . HEFF ECLERNERE X
AERYEBE A . BIO-RAD fb2: & e R Gkl 26 (EDID 4%
W K Image Lab BRI #EFT 4347, LEXT LC3I/LC3L LLBilLA
K P62 B HKPAER B KPR,

1.7 A dng)

FERERERT 20 min, %R 1 mL A4E B KIS #% 30 mg/ke
BT LV/NRE NS B &R 3-MA xR4T LUR S
Al B A A B AR KA T I BT T, 23 BB 6.,12,24 h /N ERIMYE
KGR L AR AT ERT
1.8 WEFER

INEBIE T E E (lung wet/dry weight ratio, W/D) B T3F
B BP R ERE . WDNRIRR SRS , s B E 42
BB, SR BB A B B ZE R AR U 60 CRYIEFE
#3 4, RENEHTE, BHERSEE/TESR/DNEN
BTEL,

1.9 HKESH

B4R FH SPSS 19.0 it B4 b7, AR « AR
(2 s, IL-1P FEIEH FHSTRL N LA 30 Lh SR AW
MSTREAS ¢ B 50 HARBIE R A R ooy 24047, A =™
B0 LB 1SD- B, AT /K HE =0.05,

2 & R

2.1 IL-1p EEFFER DA PeILL
R A ELISA J5 Bkl 1 % A1 LPS AL/ AN E L i
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FEVEWT IL-1P (92835 , RT=PCR #ail 1F & FIAEEL/ N BUI 20
AUI-1B ‘izL L5 HME M Al R Ve p IR A R R 1, 3R
IRMgRa e R YR X (P<0.05)

£ 1 EFBMNRMLPS HEU/NRINE dn FiaE S &
FRALAF IL-1 B MIFRIE
Tab.1 Expression of IL-1 in peripheral blood, bronchoalveolar

lavage fluid and lung tissue of normal mice and LPS mice

265 AR Il N HEYE  RT-PCR
E# /N (n=5) 49.88+338 116.20+28.16 1.07+0.52
LPS #RI/NE (n=5)  159.67 + 18.05 544.34£9925 2.69+1.13
t 1l 13.370 9.280 2910
P 0.000 0.000 0.019

2.2 LC3M/LC3 1 A& P62 /2 LPS AR/ R AFLL L2 ¥ 6 KA

P62 LC3 I LC3 T 2 16 LPS AR/ U 2 20 b i 35
IRTEOLILEL 1, LC3T/LC3 | A 3 d % Z [ Sk 2 R 1
BAGITFE L (P<0.05) , FL{EZAEYEN, UL% 2,6 h RiBK
T 12 h(1py=-2.74,P=0.034) ; 12 h £ILKF 24 h(1,=-7.29,
P=0.000), P62 Eril 3 fﬁi’ﬁzﬁs—zrﬂ," RER WA SRR
X (P<0.05), HeRiEFELBAN(FK 2),6 h RIKF T 12 h
(1,=2.01,P=0.027),12 h FikF T 24 h(1,=2.45,P=0.050)
Wi L3 TM/LC3 [ A LK P62 & 45 B /e Wr /R 78 LPS
5T B SRR AT AR Y Hh il A R

6h 12h 24h 6h 12h 24h
ACTIN o e 1N SEDOED S

PO2 W  apa—

LC3 1 \ & i © LC3 T e
LC3 1 g M’% LC3 T -
B 1 Western blot #&ill LPS #&I/NRATALA o P62 B
B LC3I/LC3 I ik
Fig.1 Detection of P62 protein and LC311/LC3 1 expression

in lung tissue of LPS model mice by Western blot

%2 LC3II/LC31 KUk P62 7 LPS #AU/N R A HR i FRiE
Tab.2 Expression of LC311/LC3 1 and P62 in lung tissue of

PO e a——

LPS model mice

HpRE P62 Le3nmcs 1
6h 0.528 +0.135 0.331 +0.047
12h 0.341 £ 0.162 1.154 +0.216
24 h 0.184+0.115 3.350 = 1.389
FAH 14.376 53.799
Pl 0.005 0.000

23 p#l a5 LC3T/LC3 1 & P62 42 LPS AL AL s R A 48
PP ey Rk

FERIRT 20 min, 7% 1 mL 4= FEER K TP A7 30 mg/kg 7l
T LA/ BRUME B AL S 1 i 7 3-MA L 158 6,12 24 h JS
KH Western blot #:0 LC3T/1.C3 T K& P62,P62.1.C3 1 1L.C31I

B UE LPS BORL/N R4 20 () F Rt Bl LT 2, LC3 T/
LC3 1 1 3 4 4ds 2 b) SR 25 3 Lb A Ge i 2 s L (P<
0.05), LB AEREAR (3 3),6 h FKiEE T 12 h(4,=5.29,P=
0.002);12 h 3K T 24 h(1,=3.45,P=0.014), P62 13 4H
B 2 (B A 2E S LA B 22 38 L (P<0.05) , LRIk B A
THE (£ 3),6 h FIEMET 12 h(,=-2.59,P=0.041) 12 h %
SEAET 24 h(1,=-3.70,P=0.010), it LC3I T /LC3T H MK
P62 AL ST, R4 T /N 3-MA [ A 31 350 J it Y
I K SF- 48 AR

6h 12 h 24 h

ACTIN |

PO2 e o A—

LC3 1
LC3 T

B2 {E/H 3-MA BEEHHIS Western blot #&i) LPS #84/)\ R At
AR P62 EH K LC3II/LC3 | Fix
Fig.2 Detection of P62 protein and LC311/LC3 | expression in
lung tissue of LPS model mice by Western blot after 3-MA
autophagy inhibition

*3 MFBEE/F LC3I/LC3 ] & P62 7£ LPS ##&!
NRATARBHIRIE
Tab.3 Expression of LC311/LC3 I and P62 in the lung tissue of
model mice after the inhibition of autophagy

HbRE P62 LC3Nm/e3 1
6h 0.139 £ 0.012 2521£0590
12k 0.360 = 0.034 1.009 + 0.140
24h 0.676 +0.177 0.024 £ 0.004
FAH 20.037 38726
Pt 0.002 0.000

24 dpkl BeRE TL-1B 48 LPS AR 40 LPS+3-MA FFi4A
B 1.PS+PBS s B4 R P 69 £k

P 0 /IS RS 0L BALF (il 0 3 vk ) SR
ELISA #:00 11.~1B., 11L~18 ZEMNE Ml A48 L Bt 2 (] sk 25 52
FEBAT G2 7 L (P<0.05), UL 4, LPS BRI ZH 2% T LPS+
3-MA T Fi4H (1,=2.94, P=0.012) , LPS i BY£H F1 LPS+PBS %}
M2 CW g 22 5% (1,=0.26, P=0.800) , LPS+PBS *f i £H = T
LPS+3-MA F-Hi4H (1,=2.68, P=0.020), 1L—1B 75 i il iE 1% Wi
T 2% 2H s 22 R B 25 S LU BT Bi it 2# i X (P<0.05), Il
4, LPS FRIZH & F LPS+3-MA +fy‘12ﬁ(z,,:2.62 ,P=0.022),
LPS Fi7YZH F1 LPS+PBS X B8 41 JC HH i 22 ¢ (1,=—0.47 , P=
0.649) , LPS+PBS Xf 184 % T LPS+3-MA -+ i (1,=3.08 , P=
0.009), it LPS BRI 1PS+3~MA 4Ll LPS+PBS %f
REZH A1 T I Bl RE BV 10— 18 B4 22 (R b4, /R 45 1/
B 3-MA [ W05 i N TL-18 k7K - B i I
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*4 FEEENRINED.FHEEERTR IL-1p REER
Tab.4 Expression of IL-1 in peripheral blood and
bronchoalveolar lavage fluid of mice after inhibition of autophagy

HirEE AR M it YR e VR
LPSHRIZ 160.53 + 18.29 541.08 + 97.21
LPS+3-MATHiH 109.75 + 19.78 399.44 + 81.73
LPS+PBSX i 21 156.05 + 38.83 566.32 + 76.29
FAH 5.308 5.529
P 0.022 0.020

25 Aphl AEEARX A0 T4 LPS A2 A 4 LPS+3-MA F
FRVAZ LPS+PBS #t &40 v 4 K ik

0 1 S /0N BRUA ] I R A Y 8 k9, SR FH ELISA Jr
PR Hh TNF-a IL-6 IFN—y CXCLI .CXCL8 F1 CXCL10
BRI, /BRI IAH 4 K 7 3 S S BR2H b 8 B
K25 A Giit4 8 L (P<0.05), W3 5, A 4IEH F
LPS FERI4] & F LPS+3-MA 14 (1,=3.37.3.31.,2.40,2.58,,
3.67.3.03, P=0.006 .0.010.0.033.0.024 .0.003 .0.010), ifii LPS
PERUZH AN LPS+PBS X HB 40 J6 B 8 25 5 (4,=0.95.0.45 ,0.36
-0.06.0.66 . -0.02,P=0.361.0.659.,0.725 ,0.956 .0.519.0.985) ,
LPS+PBS X} HRZH i T LPS+3-MA T4 (,=2.42 .2.58 .2.44
2.63.3.00.3.05, P=0.032.0.024 ,0.031,0.022.0.011.0.010) , /)»
e i P 78 O VR 6 4 B -7 3 A S G 2H Hh i Bl R A 2
5 HEA Gui 238 L (P<0.05) , WK 6, AR 4l ffa Rl LPS A%
RIZH 5 F LPS+3-MA T HidH (1,=2.71 .4.53 .3.23 .4.65 .2.47 .
2.88,P=0.019,0.001.0.007.0.001.0.030.,0.014) , LPS # %I 2§
A LPS+PBS Xt FE4H JCHA i 25 5 (4,=—0.95 ,0.46 .~ 1.68 ,.—1.53 |
-0.59,0.59, P =0.359.,0.653.,0.118,0.151 ,0.561,0.564) , LPS +
PBS X} B 4H 5 T LPS+3-MA T4 (¢,=3.67.4.07.,4.91.6.18
3.06.2.28, P=0.003,0.002.0.000,0.000,0.010.0.041) . i@zt />
FRUEI T A, it 76 8 YRR S A L R 1 3 ZHABE AR 2 ] ry i

e RN AR T/ B 3-MA Wi 550 J5 M o 45 b 4 A 40
JHa PR 7 ek KT AR
2.6 ) A2 A ZE LR A 2R 45 M) AL

A 1 A0 8] D 19 D0 ) A 2 o BB A A il L 2 41
BEFTIRAKE ALY, 76T Bl 41 2L B O (1] 3)
AR it 6 A e TR JBEAAC e e PR, 24 i 952 40 2 38 D L i 44

C. LPS+PBS 41 D. LPS+3MA 41
B3 EWA.LPS&EMH LPS+3MA FHIL
% LPS+PBS Xt fRAMER HE RELER

Fig.3 Lung tissue HE staining results of normal group,

LPS model group, LPS+3-MA intervention
and LPS+PBS control group

27 FRAZLARDIFERETFEETA

/N R R AT B AR AR S8R RS 2 it 4 40, 5256
/NERIARSRRIE 18~22 g i H WS B BZE Al 20 2R
B E/ kAT W/D WU %E , LPS B4 LPS+3-MA 1§

*5 WMEEEE/NRINE M P EBXHEBEFHRRE

Tab.5 Expression of related cytokines in peripheral blood of mice after the inhibition of autophagy

25 TNF- « IL-6 IFN-+y CXCL1 CXCL8 CXCL10
LPSHLRIH 148.49 + 11.97 147.72 + 19.03 341.78 +27.82 231.77 + 30.29 121.43 +17.46 245.99 + 34.50
LPS+3-MA-T-1iiH 90.22 + 8.87 95.40 + 22.88 261.81 +62.51 180.92 + 35.31 79.82 +20.49 179.86 + 32.93
LPS+PBS* B4 132.05 +44.99 139.91 + 36.73 329.81 +60.15 232.89 +27.49 113.89 + 15.53 246.40 + 35.95
FAH 6.026 5.346 4.362 4.528 7.635 6.168
P1{a 0.015 0.022 0.029 0.034 0.007 0.014
F 6 NGB EE/NR GRS R R & X AR E FRRE
Tab.6 ExPression of related cytokines in the bronchoalveolar lavage fluid of mice after the inhibition of
21 51 TNF-« 1L-6 IFN- vy CXCL1 CXCL8 CXCL10
LPSERIZH 585.56 + 111.88 214.98 +39.36 284.46 +27.79 34488 + 57.39 341.33 +54.35 440.83 + 66.63
LPS+3-MATfigH 455.61 + 36.56 138.50 + 28.12 202.27 + 26.54 179.11 £41.17 233.30 +45.98 314.27 + 35.69
LPS+PBSXf H8£H 631.23 + 57.88 231.47 +39.58 327.26 + 58.15 399.52 + 67.45 367.49 + 96.54 414.75 + 93.86
F{H 7.239 12.454 12.460 20.719 5.275 4.612
Pl 0.009 0.001 0.001 0.000 0.023 0.033
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£H 70 LPS+PBS Xt AR4L W/D {H7E 3 B B LR LBHE S
23 U (F=52.666,P=0.000) , LPS #EIZA & F LPS+3-MAF
Fi4H (2,=9.66, P=0.000) , LPS L AIZH F1 LPS+PBS XT F A JCBH
BER(1,=1.84,P=0.116) ,LPS+PBS Xt B4 & T LPS+3-MAT
WizH (¢,=7.83, P=0.000)

Wit 3 415250 W/D R A, 5 R IER /D REZ 3-MA
B s A B FOZH S WD BB T R, B PN S0E 25 B
B,

3 93t i

S PR AT A5 A2 e IR Hh— T 3 DL ) R O A HE
ERE B ARDS, A B 40 M E & |
Fiti 3t Rz 20 B 48 495 LA B #RE S0 A ST S R HR AR
FEREED (B FRIARALE B 50 ATEE, PR
R IHA e RALR B —Ph S i e R AT SN, A
RERKY, 2KEHE WA LPS 5 AR AR
K- e R R A SUR R, R AT ZH
YT 0 IR N , i 0 7 4 1 A B R AZ 4, i 94 ] R
HEFE , Wi R E] BE A0 K B, LPS /BRI iE 0
Ji YL 8 e vk P A R R E IR T+, 4 TNF—ox JL—6  IFN -
v.CXCL1,CXCL8 Hy RN B B F 15 , X Lo 5 R #F
2R R JEYE RIS T ALL R
R, M IL-18 BT 1L-1 FKEM LG, R EE M RAE
TR T, BRA% B W 20 M | P B2 40 B K B2 A R 5 7
A FURER Y IL-1B VR R 155350001 T 40piE 1L, 2
B AR S 18 £ RRE N B YA BT, 7R SRR
P, 38 1 Xof i JRy B A% AE A BE B A BT, A SR
VE F T B p% 5 e 40 LR I 268 PN B L M, 5 LA =
IL-1B, 1 IL-1B K& AN ML, NAT 5]
AL S M R S 6, 3 TNF-o  IL—-6  IFN -y
R AR TR, B R B A B 7 A9 “ A,
T2 M Il 8 45 v R FE AL 4 2% 425 14 4% S I 1
SRR, T IL-1B FE AR 8k e 5 Pk A i S Y
WREF, BERAr w6 12 X252 BIBRLL AL
WERe A LV &, NLRP3 (NOD-LRRS,

containing pyrin domain 3) %R/ MRVE N BB RIER -

HEA VR RER N AR EE SR ER
HEAVEA, BB T NLR(NOD-like receptor) % 1 i
Bz — AR A TR R IME M fERAE 5 LA
R SERHAE S5 B RIE RN RIA 7 & A R 51,
e 25 10 SRR, AMIXT Rt/ IMA S A6 2R
HEXRRGERZERETHITIRER TR AR, E
R RME/ME NLRP3 {5538 B2 1L-18 BN Z
YIE A TIRIT B ERAEEER, i, —M7ep

FRIRIEST W T 12 L B 25048 5 A IR (glyburide ) 5t
B NLRP3 48 /M 9 Zh B8 T 3  IL-
1B BERURFEAE AN, R/ MA NLRP3 7EIRYT RBE
MBI A RS, AR A I, NLRP3 R B
EEE T L EE ASC #2E caspase-1 AR, =4
TG4k caspase-1 RIEMRRIERMUY, NLRP3 j33)FX
AP NF-xB B45E 07 (nt-1303 to nt-1292,
nt-1238 to nt-1228) ,f#55 NF-«B firtE45 &, b
¥4 NLRP3 B35 NI caspase—1 WITEALFT IL—-
1B BB IR0e T 7E S AB T 1 JE 25 8 (lipopo-
lysaccharide, LPS) % 5 i SV I 845 |, T AL 8
#/MA NLRP3 §B4% B 3 #(TE caspase—1, N U] &
IL-1B BifASE IL-1B ZEMi N RERHUR R N
RAEM,

RETRR, 40T T 53 R P M 40 M BT T F 4
MIIRFE 2 Fp7l, Heb Byt AR 1
RO T ) A 1T 2L ( B RER 4R RAE T )2 R A
HWR ZHFETEZAE TN E R R
WA, TR A, Y B AR 28R 2 Kig
7, iz RE OB REMHERE 2R E K
WA LU R 60 8 B Bz AR iR PR &
Wit E R R, R R B R A
O P9 JE R B 1 R B 5 T 4 R P R K SR 23 T A
ZH AR B T B R R A, B, E
FERY B WA A T e LR A A I AR S LUE
RLANERE E AR AL, , T A 57767 B SRR 18 R LA i B
A, SRR R, CEEE B R REN
BIHERMER , SBAUAH L4 E IR LR S
{iE (multiple organ dysfunction syndrome , MODS )22
B2, 1t BE B R AT BEE T BRI TL-1B X
— R RAERE SRR KK, AR i v i 4
7 AT RAE RS AR LPS IS /NR
AERE A BN R B KX IL-1B ##
M) , S T 2 M 3 M A A O Y BE R

3-MA MIERMERELME B WEMH I FHR
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