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£F NLRP3 & 5@ BFEITE XM THE COPD X R
AR E T MIERWR

kOBRLEWMERAL, L HMES
FHREAXFFIWBEERTRE EEZREESH, 585 & KF 830011

i Z.HHN ATHEFREZESERAEHBAFTHRE G 3(NLRP3)1Z 5 i B8 3 F 4R 40 T 34 12 4
E MM % AH(COPD) R AM AR mic B4R, Ak 340 R HEM SD X &, R A FBEEH X4 E COPD
BA, FRAATHYHEE )5 FTERSE 1~14 X .5 16~29 XA % 31~59 X &8 E 548 8 F R IT
5 mg/kg Al # ¥ .NLPR3 T4 (8 2) 4 5 F Lk o8] & 2 B4 hkiz 4t NLPR3-siRNA # 4§ & 4 # 4k, 5 &
28.(8 ) R B 2 B # bk iZ 4T NC-siRNA # 3 £ 20 84k, s B2 (8 R) A= COPD A 28(8 R) R By # AT F 4k AR A
L RAEF . KR BB 95 R X B e ) B 8 ek (BALF) £ ik fe fo i P & A F (IL)-1B.11-18 ., A /%
T EF-o(TNF-a) KT, KA FAMAF L3 &I K R 2R B T, R R 36 AR 38 % 3 & LK Al 4w e R
=, RA S %K EE PCR AN AL NLRP3, A T4 £ EHE G (ASC) ., F AR X LARRE G KE
Bs-1(Caspase-1) \IL-18.1L-18 \TNF-a mRNA K -F, kK B % J& 4840 3% 4w Ji 42 22 F NLRP3, ASC, Caspase-1,
IL-13.IL-18  TNF-a B & K-F, R 5 COPD B A A few H LA, F AT 544 NLPR3 T A 40 2
HE 45 AR K& BALF EiF & fede & P 1L-18.1L-18 , TNF-a /K -F ¥ BAK (P <0, 05) , i 40 22 % 22 2 K IR %2, i 48
gop e A = % NLRP3, Caspase-1, IL-18, ASC, I1L.-18, TNF-a« mRNA #= & & K F B 4% (P << 0.05),
it FAAM T TrH COPD X R AP0 4R tm Ao & =, L AU T 46 55 47 ) NLRP3/Caspase-1/1L-18 15 5 i@ % , 3t
W 374 ASC.IL-18 . TNF-o & ik 48 %,
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Study on the effect of simvastatin on the pyroptosis of lung tissue cells in COPD
rats based on NLRP3 signaling pathway "
ZHANG Yu .WANG Liping sWEN Chunsheng \WANG Haizu”

Department of Respiratory and Critical Care Medicine sthe Fifth Affiliated

Hospital of Xinjiang Medical University \Urumqi , Xinjiang 830011,China
Abstract : Objective To investigate the effect of simvastatin on pyroptosis in lung tissue of rats with chro-
nic obstructive pulmonary disease (COPD) based on the nucleotidebinding oligomerization domain-like recep-
tor protein 3 (NLRP3) signaling pathway. Methods Totally 40 male SD rats were enrolled,and COPD model
was established by smoking. Simvastatin drug group (8 rats) was given 5 mg/kg simvastatin by gavage before
smoking from day 1 to day 14,day 16 to day 29 and day 31 to day 59,respectively. NLPR3 siRNA transfection
recombinant vector was injected into the tail vein of the NLPR3 down-regulation group (8 rats) respectively at
the above time points,and NC-siRNA transfection recombinant vector was injected into the tail vein of the
empty vector group (8 rats) at the same time. The control group (8 rats) and COPD model group (8 rats)
were given same volume of normal saline by gavage at the same time. The levels of interleukin (IL) -183,11.-18
and tumor necrosis factor-a (TNF-a) in the supernatant of bronchoalveolar lavage fluid (BALF) and serum
were detected by enzyme-linked immunosorbent assay. Hematoxylin-eosin staining was used to observe the
pathological changes of lung tissue. The apoptosis of lung cells was observed by terminal labeling staining.
The mRNA levels of NLRP3,apoptosis-associated dot-like protein (ASC) ,cysteinyl aspartate specific protein-
ase-1 (Caspase-1),1L-1B8,11.-18,and TNF-a in lung tissue were detected by real-time {luorescence quantitative
PCR. The protein levels of NLRP3, ASC, Caspase-1,1L-13,11.-18 and TNF-« in lung tissue were detected by
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immunohistochemistry. Results

Compared with the COPD model group and the empty vector group,the sim-

vastatin drug group and NLPR3 down-regulation group had significant improvements in the lung function in-
dexes and significant reductions in the levels of IL.-13,11.-18 and TNF-a in BALF and serum (P<C0. 05). The
pathological changes of lung tissue were alleviated,and the apoptosis rate and the mRNA and protein levels of
NLRP3,Caspase-1,11.-18,ASC,11.-18 and TNF-«a in lung tissue were decreased (P<C0. 05). Conclusion Simv-
astatin can inhibit pyroptosis in the lung tissue of COPD rats, which may be related to the inhibition of NL-
RP3/Caspase-1/11.-18 signaling pathway and the expression of ASC,IL-18 and TNF-q.

Key words: simvastatin;

main-like receptor protein 3;

8 BH ZE M il 2 95 (COPD) J2& — B i I 1 LA 47 2
S PR N AR R B . B AT COPD 14 % #1L
I IT 7 ARE I8 B 45 ) A8 AR 9 o 17 2 e 1 AR
L EEBRIA @ . A0 A T — O A A R
YR AET ., v % & 0k B0 R GE I N . & COPD #E J& 1Y
FEE KR e b TT R T A B A . e
LR BRI L AE B I R BIF 52 19 2F 8 L A i 38 48 1 o
BB TT A A BOE 7 COPD, B AL 48 5E 48 bk K -7, [\
AT BF 5T & B AR 7T X COPD ok BRUA B I 1 4t
RAEFAS . A0 A TR R BE R BR 4 A SR R AL A
W Z R 3(NLRP3) {5 5 38 1 A9 3005 . f2 ALK
TR 22 T 48 E R T BT 5 50 A S0 S T s B O
BL.NLRP3 15518 2 54 COPD k4 % & ol f2
PR A AT H e R AT R A5 i JH 4% NLRP3
5518 BT COPD HLAAR fili 2 23 40 A £ 1~ 19 A S 4
D, ST AP ER SD KR T 3 ¥ 5L 5
PRGE AT 38 2 8 2 NLRP3 {5 53 #% 5 15 COPD
BLAA il 2 23 20 M £ 1= A VE R S5 L .

1 #RlEHA%

1.1 Mk 40 H SD KK, SPF %, M1, 1k &
(2004+10) g, SD KB H 7 i B= B K 2= 8 ) 52 55 ot
PEAELVF AT IE 2 5 . SCXK G ) 2020-0003 , 52 5 F 3t
SRR K2 2 92 56 45 B by SPF S5 = AT,
T 35 4 - &R (23 £ 3)°C L AT B 40% ~65%
HEJE M 12 h/12 h, AR VIKOK . ABFR 28R E
BER 2l 5250 45 B b O AR BE S DL S b ifE GRS
IACUC20200118-01) ,

1.2 50 B2 LPS) T A £
SIGMA 24 ], #1t 5 1.2630,56196; NLRP3-siRNA Jifi
$i CIE X 4% .5 -AUCUCUTGAACUAUUAUCAAC-
3" ) X 4.5 -CTUAUATCTCTAGGCUA-3") . NC-
sIRNA Jii ki (1F X 4% . 5'-ATUCUAUTCGAUAGC-
TATATCUAC-3"; & X #f. 5-CTUAUAGCU-
UAGAGGCUA-3DZFL RIS XA TR A A A
A s Lipofectamine 2000 fig B 4& M) H 3& [ Invitrogen
o], S PB1021; KB 40 i A 2 (TL)-18 BBk 42
P25 W B 38 565 CELISAD £ I 3k 751 & L i 98 3R 38 B -«
(TNF-o) ELISA g 75 & [ 53R 928 Al L ik 5
EK301B.EK382; K K IL-18 ELISA il & W A

chronic obstructive pulmonary disease;

inflammatory factors;

nucleotidebinding oligomerization do-

pyroptosis

I AL N F L S CSB-E04610r; %y 41 1k e 4842
MeamAd S 2w EARGRAA, #5
SP9000 ; K it bric 32 CTUNEL) 8 746 I 32 771 £ A
R 50 7] L 45 MK1020; K B NLRP3 2 4
MR R A& IR B 1 7K i -1 (Caspase-1) TL-18, 98 T 4
X AEREE H (ASC) L IL-18, TNF-a, B-WL3h & [ (B-ac-
tin) RABFEE R (PCRO B A B B AW AR A
FR S & 4 s et K Bl NLRP3, Caspase-1, IL-1B8,
ASC.IL-18  TNF-o #Lf& 1 H 3£ E BIOSS 28 #], #it 5
bs-10021R, bs-0169R. bs-0812R, bs6741R, bs-
0529R . bs-10802R ; TRIzol™ &7 & (. RNA $2 Bz
FIEO M A 35 E ABI A LS 15596026,

PFTManeuvres # 3l 4 fili D) G I & & 52 04 H &
E Buxco 22 BRI B 1 EWFR= 08 R A
] . Neofuge 15R BB .LHLIE [ L S B BF 22U A
B AL E200 A6 2% B B 1 A Je FRAER (i) A
FRN A, xMark™ 74 i 45X H 32 & Bio-Rad 23 #],
7500 #4 PCR A A £ E ABI 2+,

1.3 hik

1.3.1 COPD K RAEAIE Y K254 T W K 40 H
K BEAL S L 5 40 - X2 . COPD B AU 4l | 3 R At 7T
24 NLPR3 FIHA A=A A8 H,

X BEZH B4 9 T4 15 R AES 30 Kl ot A0
WERY 200 mL AERRERK R A HUOKERE . AT &
MRAHE , 45 1~14 K 45 16~29 RFE 31~59 KT
BR B R 5 259 55 R R AR B R K T K B B
(R AMILAKYRAHER .

COPD #8941 K Bl R & M0 0 3 07 R0 g gt
COPD BEAL, 23 ) T4 15 KA 30 K8 i 18 i
200 mL LPS(1 mg/mL & FAH LK) . BB EK
B 20 s, B AR TE AR LPS M4 4] . 56 1~14
K16 ~29 KA 31~59 K¥ KR E T EH
L 58 THISIBRE N 12 52 25 bR U8 WE 1Y & R 40 25 v
(FEV A 12 mg, MR ES 1. 1 mg, A CO &
N 14 mg) HREFFE TR EREFRY 4 hHK
L h, BREATEMET S 249 & R ERK
EE RIS LPS B RAHE AHEH),

VARA VT 25 Wy 4 K B COPD ## & @t 37 Jy ¥ []
COPD #EMIZ . 2/ 1~14 K .56 16~29 KA 31~



ERHHEFZLE 2023456 A% 4 %% 118 Int ] Lab Med,June 2023,Vol. 44.No. 11 « 1307 -

59 KT8 K A H0 2 A X iZ 4l K BUEE T =E (R AT LA
5 mg/kg M EHE B CUEER LPS X KA ME, A
HE.

NLPR3 40 fl2s 241 COPD 45 B 2 57 5 ¥k ]
COPD iR, 55 1~14 K .5 16~29 K% 31~
59 KT &K b4 00 28w xF ok B 4 3 & R R bk S
NLPR3-siRNA #% Ju & 21 # /& . NC-siRNA §% 41 5 4]
BARCOEHER LPS ¥R AME RESH .

1.3.2 flizhiElzE KA KRRTH 60 KX.iz A
Jili Ty B ) 2 R G ki 3 W il T R R I A . PR A
D BIERCTVD) (B8R (MVb) KRS
U Y 7 (PIFD) | WA W 3 3 (PEFD) AR ] (T
I BT R (Te) R i 3 (EF50)

1.3.3 WAKRE HFHARKERTFH 60 RiFTIRAIL
£, VR (BALF) bR A . K BUIE B R B 1 22
YITF M B3R, 4 B S B A, e il A XA D
3.0 mL 9 0. 9% A= PR ER K % 12 E U 22 il 4l b 1. 5
mL, B HEVE 3 ¥, BB iR 4. 0~5.0 mL. UK
£/ BALF 1E 700 X g (B R B 0248 11 em) B0 10
min, [ EH3%E, —80 CIR 17,

M5 bR A - K BUE E 3 Pk iomn O = 24t .4 °C,
3 000 r/minCH R E L4 11 ecm) B0 10 min, B E
T W CRP I ) Bk 43 2%¢ . — 80 CIRAF .

A il 2 2. R URR B Ak B8 S5 % S8 4k A il e e 2
U R 2 A, — 4 L4 B E R A T 1020 BV W
W, 0y — BB 4> HAERAE T —80 “CUKAE.

1.3.4 ELISA ] BALF 3% % F1 1L %5 11.-18.
IL-18  TNF-a /KF¥  HU4$41 KB BALF L35 & M i
HHRA , ELISA 43 BIAG I 11-18.1L-18, TNF-o 7K F,
G I 7 3 4 A IR v B AT

1.3.5  JRAKE-PHL (CHE) e £ 0 22 Kk KU 2 205 3
MAE B R RUE T 10% PR IE Y 1/3 Al
Y, A, WA (4 pm) , Bl Yefaad FE .
HARKEY S 5 min J5 .00 2~3 s, L 2~3 min;
LYt 2 min, BEE ZBEBL K . B 2R E IR, b M R
A T BRI WA Fr

1.3.6 TUNEL Ye (a0 g8 il 4 f 98 - B4 241 K R
52 F 109 BRI 1/3 A4 20, A a1, %
IR (4 pm) . TUNEL e 8, EL R $ 4E 22 BRI 3K
I VLA AT

1.3.7  SEmF9E % @ i PCR (qPCR) A fili 41 21
NLRP3, ASC, Caspase-1, IL-18, 1L.-18, TNF-a mR-
NA 7K B 41K B A 19 A il 28 2, 9 2R A Bl e
BE UK 4 °C .12 000 r/min (AR O 2F 7 11 cm) B
L 15 min B L VE R IR NEE — 20 C# & 1 min;
4°C,12 000 r/min CH R E L2FER 11 cm) B0 15
min, ULIE Bl 4 B RNA, R % R 8 F 2 = 30K
RNA VRN 1. 8~2. 1 &4 ; KU kA L cDNA, [
%A%k 25 C W 10 min.85 ‘CRMW 5 s, gPCR $" 4

KN AR PE 95 °C 10 mins 284 95 °C 15 s,40 NF
R HEM 60 °C 1 min, SI¥fE B WE 1. 53K
mRNA FIXFF B KDL 272 R,

#1 PCREMEMERE mRNA B35 8%

5194 FEFI (5 —3) SR
(bp)

NLRP3-F TATCTCTCCCGCATCTCGATT 218

NLRP3-R ATCTTAGTCCTGCCAATGGTC

ASC-F CTGTGCTTAGAGACATGGGCA 166

ASC-R TTTGTGACCCTGGCAATGAGT

Caspase-1-F AGGAGGGAATATGTGGG 119

Caspase-1-R AACCTTGGGCTTGTCTT

IL-13-F CTTTGAAGAAGAGCCCGTCC 242

IL-18-R CCAAGGCCACAGGGATTTTG

1L-18-F GTAAGAGGACTGGCTGTGACC 155

1L-18-R CCTGGCACACGTTTCTGAAAG

TNF-o-F ATGGGCTCCCTCTCATCAGT 106

TNF-o-R GCTTGGTGGTTTGCTACGAC

B-Actin-F CCCATCTATGAGGGTTACGC 150

B-Actin-R TTTAATGTCACGCACGATTTC

1.3.8 e 4l L& Wl il 41 21 f NLRP3, ASC,

Caspase-1,IL-18.1L-18 \ TNF-a & /K ¥  HUE41 K
FRUFEL 22 F 10 Y0 HA TR 5 YA 190 60 4 A il 20 2, A D 3
FOHL) R (4 ) 43 BB G s A e 60 35 B 4R AR 1 A
6 2% 20 I B A i 40 41 F NLRP3 ., ASC, Caspase-1,
1L-18.11-18 \ TNF-a & K F-,

1.4 Siitephbs R SPSS19. 0 #F k47 8 b
PRAHT BRI L & s 2R, 1) bR B A
KNP LL P<<0.05 NERAGIT¥E X,

2 % ES

2.1 HAKRRMIRE i SXTHA i, COPD
IR 25 3 4 KB £, TVb . MVb,PIFb,PEFb,EF50
B8 (P<<0.05), Ti, Te #E K (P <C0. 05); 55 COPD
BERUZH | 23 2 20 LA, S AR T 25 9 41 . NLRP3 i
40 f. TVb, MVb, PIFb, PEFb, EF50 ¥ & (P <<
0.05),Ti.Te 4% (P<C0.05), W% 2,

2.2 AWK BALE by i i i o 1L-18.11-18.,
TNF-o KF o H5XTREA A . COPD AT | =5
K B BALF L3 ¥0fn i 3 = 1L-1B8.1L-18, TNF-
a KFETHE (P <C0. 05); 5 COPD #i AU 41 | 25 3 4H b
e RATT 2540 ONLRP3 F 41k B BALF %
WA I 35 o 1L-1B8, 1L-18, TNF-a 7K F &AL (P <
0.05), W% 3.

2.3 HE QMg Rk BUMH SR A 8 F U,
Xof B ZH R B 2H 2R OR AR 25 4y T, /D BB 40 SR B K
R A R A L BT D o 08 M R O A IR 5 D
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3 I BE S A L RS ) 5 AL A AR T ST AN i TR
1 s A 73 i 3l 22 46 .2 /. COPD *%iﬂéﬁﬂlﬁﬁéﬁ

R 73 3 AU B 2T B AR L B A R O 4
i 7 - L B b 5 2 DL O o 18 P 48 A A4 R A
sk ARTR I BB S A 5 5 7 0 il VL BE R
SCAR [ Jo 5 22 e 1 A% A M TR T S i 9 BE 25 4 L il

* 2 BHEKXRAIhEE

T AR /DN 43 Ml 6 BE DT S K B 4 SR AR AT I
AR T 5 40 ) B 4T 4k N SR A LU, S At
TT259 20 A NLRP3 T 4 KBRS0 A 26 58 16 A K i
IR BE | B ) 9% AE 40 A 4= Vi R R 40 R ek il 76 R
JEE B ST BB R UL s LI 1

b3 (x +5,n=8)

20 51 R/ 5 TVb(mL) MVb(mL/min) PIFb(mL/s)

X e 4 150. 302443, 418 0.69540. 294 100. 603459, 073 6.76643. 626
COPD #i 121 175.526+51. 283" 1. 1354-0. 308" 161. 319427, 459° 10. 8791, 677"
25 14l 174. 328 +50. 069° 1.1414+0. 312° 160. 287+26. 669° 10. 845+1. 682"
NLRP3 T4 110. 88542, 196 0.82440. 125" 134, 665451, 563 8.543+£2, 167"
F AT 25 Al 111. 343442, 188" 0.826-+0. 128" 135.088+52. 273" 8.826+2. 115"
F 4.102 15. 883 3.074 5.453

P 0.041 <<0. 001 0.048 0.013

20 51 PEFb(mL/s) Ti(s) Te(s) EF50(mL/s)
it HE 21 4.60842.970 0.1760. 035 0.33340. 099 0.3164-0. 045
COPD #5278 24 7.769+1.177° 0.346+0.050° 0.684-+0.115° 0.51440.038"
k% 7.774+1.169° 0.34740. 053" 0.6854-0. 116" 0.5184-0. 054"
NLRP3 T4 6.528+2. 450 0.2304+0. 055" 0.54140.140™ 0.34840. 043"
FARAMTT 254 6.507+2. 432" 0.229+0. 053" 0.536+0. 124 0. 35540, 042"
F 3.875 3. 660 8.754 4.689

P 0.038 0. 040 0.003 0.021

T 5 B2 L ER L P <C0. 0535 COPD BEREIZH L4, " P<C0. 05; 5 28 8 41 1o ¢, P<<0. 05,

=3 FHKXR BALF EEF&MMFH IL-18.1L-18  TNF-a 7K F b (= +5,n=38)

BALF FiE#
20 51
1L-18(pg/mL) 1L-18(ng/mL) TNF-a(pg/mL)
Xf HE 21 48.687+11. 347 158. 743448. 735 5.09241.234
COPD #5744 63.375+12.671° 259.300+£57. 238" 7.8324+1.221°
2 A 63.428+12.691" 257.643+55. 339" 7.815+1.236"

NLRP3 F 41 54.307+12. 245"

180. 629446, 588" 6.837+0. 821"

FARALIT 25 Al 54.010412. 072" 182. 456+46. 610 6.846+0. 819"
F 3. 968 8.406 12.158
P 0.035 0.003 <20. 001
I 5

2H 5

IL-1B(pg/mL) 1L-18(ng/mL) TNF-a(pg/mL)
X MR 2 70. 990416, 474 175.191459. 574 8.53542.090
COPD #ARIH 109.123423. 573" 297. 0204113, 947¢ 12.95744. 041"
A 109. 415422, 534" 299.884+110. 006" 12.963+4. 152"
NLRP3 T 841 86.956+12. 674 195.597+36. 426 9.71242, 937"

AT 254 28 87.048+12. 555"
F 8. 936
P 0. 001

195.503436. 621 9.899+2, 903"
6. 324 1.785
0. 006 0.019

T 50 BZH H 8L, P<C0. 05555 COPD B4 ek, P<C0. 055 528 8R4 1L 4% . P <C0. 05,
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2.4 TUNEL B2 K BRMm 2 fm - 5 xt
A %, COPD B R 4 | 25 7% 41 K BR s 41 2 40 il
TR TFE (P<<0.05) ;5 COPD BiAI4H | 23 2% 40 1L 4%

1 :AB.C.D.E 435 g R4 .COPD BB 4H | %5 40240 \NLRP3 T IR 20 2= AR AL 7T 254 41 K UM 20 20 HE J (4 [/,

AR YT 25 40 F0 NLRP3 T I8 £ ok BT 25 2 448 it o
TR (P<<0.05), WE 1. & 2,

P .'_" hard
PRI R

it ® D

1 KREFAL HE FBER(X200)

x4 FBHBATEER (2 +5)

TR

21 51 n

papicEil 8 13.833+38. 841
COPD #5271 25 8 33.50013. 809°
s il 8 32.983+13. 654°
NLRP3 T i 4l 8 20. 156 5. 308"
FARATT 25 4 8 19. 33345, 046
F 6.458

P 0. 009

¥ 5 IR AR, P<C0. 05; 5 COPD B4 4, P<C0. 05; 5
A, P <<0. 05,

2.5 £ 41 K BN 41 40 NLRP3, Caspase-1. IL-18,
ASC.IL-18, TNF-a mRNA /K b4 55X R4 ke

4] L ;I{@.

X R Al 42 22 48 B 0 1= ( < 200)

,COPD A4 | 25 # 4 NLRP3, Caspase-1,1L-1B,
ASC,1L-18 \ TNF-a mRNA 7K Ft & (P <0. 05); 5
COPD HEAIZ 25 # 4l L4, AR AT 2549 41 \NLRP3
T4 NLRP3,Caspase-1,1L.-18, ASC,1L.-18, TNF-«a
mRNA /KFFEAR(P<C0.05), W# 5,

2.6 KR4 4 NLRP3, Caspase-1,11-18, ASC.
IL-18  TNF-o £ (1P b SXT IRl g,
COPD #5121 | %5 4% 240 NLRP3, Caspase-1.1L-18, ASC,
1L-18 . TNF-o £ [ e B2 4L fb W 20 T (P<<0. 05); 5
COPD HERVZ | 75 34 L3¢, - AR A 7T 25 ) 4 . NLRP3
T 4 NLRP3, Caspase-1, ASC,1L-18, TNF-a & 1
FEA AL FRAR (P<<0.05), L3 6.

x5 £ HKRMAL NLRP3,Caspase-1,IL-18,ASC,IL-18 , TNF-a mRNA K FE b8 (x 5,72 =38)

215 NLRP3 Caspase-1 1-18 ASC 11-18 TNF-a
pogiitic] 1. 07420, 470 1.1024-0. 453 1.1214-0. 586 1.11340.519 1. 08640. 482 1.0814-0. 488
COPD #7114 2.0070. 846" 2.1250. 970" 2. 48141, 264° 2.526+1. 235" 2.61241. 386" 1. 9824-0. 821°
SHA 2.01540, 843" 2.12740. 967" 2. 48941, 270° 2.53141. 242" 2.624+1. 390" 1. 9784-0. 845"
NLRP3 Fif4l 1. 2880, 220 1. 3680, 241%* 1.547-0, 376 1. 48740, 370" 1.5200. 261 1. 4630, 382"
FARAMIT 2 1. 2940, 218 1. 3710, 234 1.553-0, 385 1. 48540, 367 1. 5190, 263 1. 47740, 388
F 5. 308 4.962 4. 875 5. 787 5.763 1,925

P 0.017 0. 022 0.023 0.014 0.015 0. 022

T 5 xR R, P<C0. 055 5 COPD # BI4H Hh %t > P<<0. 05 ; 5 25 £ 4 L #% . < P<C0. 05,

x6 ZHKXRBMALR NLRP3 Caspase-1,1L-13,ASC IL- 18\ TNF-« EA R B AL TN LK (x£5,5, n=38)

2H 5 NLRP3 Caspase-1 1L-18 ASC 1L-18 TNF-a
Xt HRZH 6. 6674 1. 966 6. 00041. 170 6. 500+ 1. 225 8. 00041, 897 8. 00041, 549 7.00041. 549
COPD #7121 12. 0000 032" 12. 0002 250" 10. 0001 549° 10. 50041 549° 9.500=+1. 225" 10. 00041. 549°

H

SHH

12. 07540. 026"

12.0184+2. 243"

10. 0964 1. 562°

10. 521£1. 552°

9.530+1. 221°

10. 048+1. 551°
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gRo6 £HAKXRMAL NLRP3,Caspase-1,IL-18,ASC,IL-18 \ TNF-« ER % EHL TS LK (T +5,4, n=38)
25 NLRP3 Caspase-1 118 ASC IL-18 TNF-«
NLRP3 4L 7.449+1. 626" 9.035-1. 208" 8.51141. 228" 9.50741. 224 9.0204-0. 015" 8.030+1, 544"
FEARAMTT 2540 75001, 643 9. 000 1. 200" 8. 50041, 225" 9.50041. 225" 9. 0000, 012 8. 0001, 549
F 24. 627 10. 596 10.113 3.925 3.183 5.996
P <0.001 <0.001 0.001 0.041 0.045 0.011

T 5B L, P<<0. 05; 5 COPD #8140 3%, " P<<0. 05; 525 # 40 L3k, <P <<0. 05,

3 i i
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