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BPIFB4 %} &0 25 $E I 175 S BEAS-2B Ail il NLRP3 41 &
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i E: BW KA BPLITE Kk Bk i 4(BPIFB4) *F 448 18 42 B4 (CSE) #5349 BEAS-2B %8 it 'F NOD £ % h 4 % & 4
¥ Ae £ & G 3(NLRP3) A~ -84t BT 09 % vh , Fii%  BEAS-2B 20048 A 1%, 2% 3% % 69 CSE /5 4L 32 24 48 72h,
T i 1% CSE sx £ 58 A . BEAS-2B 2 i3t 4715 % 25 B ¢ A NLRP3# 3 ) &, B A 1 & 4h 2 A 32 4w Bu oy g ST PR 48 CSE 4
CSE+ it 4% i5 BPIFB4 28 (CSE+BPIFB4), CSE+ it 4% iA % #8 20 (CSE+NC), CSE+BPIFB4+ 2. B #| 1. 3 % 4h £ 2042 CSE+NC+ 2. B
) B E 4 2h 20 4 T HOX A & 8(CCK-8) kAR 4 i 71, 1B 4 AT L B dm AR A 2 ) , BT . 9% PR 3R 3 (ELISA) A4
W w3 AR B P SR B F KT, a2 6 2 % PCR(GRT-PCR)., & & ¥ it i (Western blotting) 4 £ i, BPIFB4 % NLRP3
X E G mMRNAFe R & A5 BER 45 3% CSEAL 2 48h 18 4 CSERE# F4E A, CSEA25, 5 4aikik, CSE4m
JaiE 7 . BPIFB4 £ ik /K F K, 40 IR FLIR 38 % | sm indd ik Bk ik & sa a2 (IL)-1 B . IL-18 K -F#+ % (1=5.232 ~ 17.234),
NLRP3. A 48 % 5, 5 4% & (ASC). F R A R A ZBL B4 1 (Caspase-1), IL-1 B | IL-18 mRNA F= % & & A | Gasdermin D(GSD-
MD)mRNA #2 GSDMD-N & & & ik 7K F It 3 (£ on=14.498 ~ 20427, 15 o= 6.245 ~ 16.593), £ 5 B A %3t 3 % 5L (34 P<0.05).,
5 CSE+NC 4R 1 4%, it % i& BPIFB4 J& CSE+BPIFB4 28 2 it 7% 77 . BPIFB4 & ik KT F+ &, ta e SLIR i, 1V, e fbss i ik
W IL-18 . IL-18 /K-F A% (/=3.827 ~ 10.919), NLRP3, ASC. Caspase-1. IL-1 B . IL-18 mRNA F=%& & % ik & GSDMD mRNA 7=
GSDMD-N & & & ik K ARt qnn=8.102 ~ 10.362, £ = 8.647 ~ 10.947), £ 5 B A %t 5 % L (35 P<0.05), 55 CSE+BPIFB4
taybdr, B B A B Z4h 3 A2 5 CSE+BPIFB4+ 2 B 4| .1 % 4h 24020 jeL 7% 71 . BPIFB4 &k KT 4K, ta LI ILR G %,
ML IR B IR IL-1 8 | IL-18 AK-FF+ % (+=3.308 ~ 8.930), NLRP3. ASC. Caspase-1. IL-1 3 . IL-18 mRNA #=%& & & ik . GSD-
MD mRNA ## GSDMD-N & & % i& 7K F F+ & (£,10a=5.759 ~ 9.413, 15 ,=3.843 ~ 15.702), £ F B A %t 5 & L (35 P<0.05), &
i BPIFB4 7ifit 477%) NLRP3 & i % & CSE % 549 BEAS-2B 4l i1
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Experimental Study on the Effect of BPIFB4 on NLRP3 Mediated Pyroptosis
in BEAS-2B Cells Induced by Cigarette Smoke Extract

ZHENG Aifang, MA Tao, LI Feifei, AYIGUZALI- Abudukadier, CAO Dongdong, LIU Zhongshan, LI Li
(Department of Respiratory and Critical Care Medicine, the First People’s Hospital of Kashi, Xinjiang Kashi 844000, China)

Abstract: Objective To explore the effect of BPI fold containing family B member 4 (BPIFB4) on cigarette smoke extract
(CSE)-induced BPIFB4 pyroptosis mediated by NOD like receptor thermal protein domain associated protein 3 (NLRP3) in BE-
AS-2B cells. Methods BEAS-2B cells were treated with 1%, 2%, 3% (v/v) CSE solutions for 24, 48 and 72h to identify the opti-
mal CSE induction model. BEAS-2B cells were infected with lentivirus and treated with NLRP3 agonist Nigericin sodium salt.
Cells were divided into control group, CSE group, CSE+BPIFB4 overexpression group (CSE+BPIFB4), CSE+control overex-
pression group (CSE+NC), CSE+BPIFB4+Nigericin sodium salt group and CSE+NC+Nigericin sodium salt group. Cell counting
kit 8 (CCK-8) method was used to detect cell viability. Transmission electron microscopy was used to observe cellular ultrastruc-
ture. Enzyme-linked immunosorbent assay (ELISA) was used to detect inflammatory cytokine levels in cell culture supernatant.
Real-time quantitative PCR (qQRT-PCR) and Western blotting were used to detect the mRNA and protein levels of BPIFB4 and
NLRP3 related molecules in cells. Results 3% CSE treatment for 48h was selected as the optimal CSE induction model. Com-
pared with the control group, CSE group exhibited reduced cell viability and expression of BPIFB4, while increased
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cell membrane pores, interleukin (IL)-1 8 and IL-18 levels in cell culture supernatant(¢=5.232 ~ 17.234), and the mRNA and pro-
tein expression levels of NLRP3, apoptosis associated speck like protein containing CARD (ASC), Cystein containing aspartat
specific protease 1 (Caspase-1), IL-1 3, IL-18 mRNA and protein and Gasdermin D (GSDMD) mRNA and GSDMD-N protein
(trna=14.498 ~ 20.427 , 1,,,,;=6.245 ~ 16.593), the difference were statistically significant (all P<0.05). Compared with CSE+NC
group, CSE+BPIFB4 group exhibited increased cell viability and BPIFB4 expression, but decreased cell membrane pores, IL-1 3
and IL-18 levels in cell culture supernatant(/=3.827 ~ 10.919), and the mRNA and protein expression levels of NLRP3, ASC, as-
pase-1, IL-1 B, IL-18 and GSDMD mRNA and GSDMD-N protein (,zyy=8.102 ~ 10.362, £, ;,=8.647 ~ 10.947), the difference
were statistically significant (all P<0.05). Compared with CSE+BPIFB4 group, CSE+BPIFB4+Nigericin sodium salt group ex-
hibited decreased cell viability and BPIFB4 expression, but increased cell membrane pores, IL-1 3 and IL-18 levels in cell cul-
ture supernatant(/=3.308 ~ 8.930), and the mRNA and protein levels of NLRP3, ASC, Caspase-1, IL-1 8, IL-18 mRNA and pro-
tein and GSDMD mRNA and GSDMD-N protein were elevated(f,,;na=5.759 ~ 9.413, #,0in=3.843 ~ 15.702), the difference were
statistically significant (#=3.308 ~ 15.702, all P<0.05). Conclusions BPIFB4 can improve CSE-induced pyroptosis in BEAS-2B
cells by inhibiting NLRP3 expression. Conclusion BPIFB4 can improve CSE-induced pyroptosis in BEAS-2B cells by inhibiting
NLRP3 expression.
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P24 BH ZE 4 il 95 (chronic obstructive pulmonary
disease, COPD) J&—F LAFEE I A2 BR A RHAIE [ i
P K L M2 COPD B9 DL IR, MR 25
(A ) 5 RE RS 5 <3l FE A AU B 46 iE . NOD
FE 2 AR ER, 1 45 74 38506 5C 2 1 3(NOD like receptor
thermal protein domain associated protein 3, NLRP3)
SN T S SRAE RN B VA O U 1 2T EAIE
SENLRP3 45 B A0 A T RE S 02 Ml il 28 , el
COPD i “", BPI4fr#& %/ B i iA 4(BPI fold con-
taining family B member 4, BPIFB4) il # 2 5 HUIAR;
ML WFSE & IE BPIFB4 BEMS I i s 4 28 i M 7
R SR JRAERR L), I 2N R G 2k A A
AR B 2 ARG 20 J 0 A1 1 S A% 41 i (PBMC)
14 9 i 2 L ik BEBIE S 5 43 3% W] BPIFBA 76 ] 2
SRETT T RA HEANE L AL, AT RO &
P A A 4K 25 HE HU W) (cigarette smoke extract, CSE) E
%175 5 BEAS-2B 4t i ' BPIFB4 mRNA 3 ik T i,
Hi JtE #E W BPIFB4 AJ fiE 5 COPD & i % V) AH OC . %
T BPIFB4 5 48 4 [ L 1 % U1 G 22, AR GRS
BPIFB4 X} CSE i5 7 1) BEAS-2B 4l fitd }t NLRP3 41 3
M0 AR T 52, LU COPD IR Y7 $R ML HT Y
Jryi
1 #MRtEFEE
L1 ARzt & NIEH il L B2 40 fi BEAS-2B(52 5
JK-CS0404, L3¢ S HT AR 4 TAEA FRAY D), 356780 T35
10g/d1 Jifi 2 Il 775 +1g/d1 75 /5% 55 2% /) Dulbecco’s i K 1%
7 (Dulbecco’s modification of Eagle’s medium, DMEM)
o, IFETF37°C, & 5%vV)CO, IR TP G 7%

1.2 B LRM  FHEMMEL = 20 0 4L A A
FRTTAE 2 T, DMEM 85 358 W D05 28 A e Bk 4%
A PR A]), NLRP3 3 8li5) J& H I IF 18 2 9445 (58 [

TargetMol 2 7)), CCK-8 12t 7] & (L it 2 25 A= Wy Bk
W05 A7 BR 23 /1), 1 75 1% BPIFB4 18 9 £ A Xof TR 18
T (LR EUEY A BRAFD, IL-18 | IL-18 ik
S B (ELISA) 1255 & (iR 3 pAE B AR
/N ) ; BPIFB4 . NLRP3 . 8 T AH JE B SRE 4 1
(ASC). e = R K A4 Z B2 i 1 (Caspase-1), IL-1B
IL-18 . Gasdermin D(GSDMD) 5 |41 ( g4 TAEW T
FEA BRAA F)), —msubk B AR 175 & (g U A= Rl
FBR2A ], BPIFB4 44 (32 E Novus A F]), NLRP3
ASC, Caspase-1, IL-18 | L-18, GSDMD-N T {A (3
[E Abcam 2\ 7]), HBS-1101 fiih % (R 5T 4k 52 56 15
#ABR2Sw]), NanoDrop fill it 73566 B 1 (32 [ Ther-
mo /A HJ), MA-6000 5 i 2 ' i fi: PCRAX (VL5 dis A
EWRHEAT FRARD, 8 (LIRS [E Bio-Rad A /),
FEI Scios 2 DualBeam i i FL 5% (A 5 BRI RG24 45
RABRAFD

13 Fik

1.3.1 CSE ¥ i A il £« B2 HOF& 0 (B 35 f2 v it
11mg . M TSR 1mg, CO & 12mg), 35545 71 g
W, RS S0mI T S # AT H . s AR A, 15 Bh 67
SR EUIN 5, 500 55 3 A $ & 10ml DMEM K 77
T B E A, ARSI 0 55 2 300ml, £ Bh B
{61103 70 40755 o 1 CSE VAR Y pHAK 7.4, {8 1]
0.22 . m G FLIEMF 1 8 CSE VR, 145 i CSE JF -
5 18 F DMEM B3 32708 CSE JFVRAR B 1% .2%
3%(v/v) i CSE 7451

1.3.2 2 53 40 AR ) &« W 4E BEAS-2B 41, 47
E FH 1% 2% . 3%(v/v) [ CSE %5 ¥ 4b B 24 | 48
72h, 205> KX R . 1%CSE 24h 4H . 2%CSE 24h
40 . 3%CSE 24h 41 . 3%CSE 48h #H . 3%CSE 72h 4 .
RS 45 0 5 I BEAS-2B 445 .
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BEAS-2B 41 i 43k %F B8 41 . CSE4H . CSE+id
%35 BPIFB4 4 (CSE+BPIFB4), CSE+ it 3 15 %] 1 20
(CSE+NC). CSE+ 1 3¢ ik BPIFB4+ & H | W 1 % £
L2 A CSE+ i ek X} HE + JE B R0 b 28 B R 41
BEAS-2B 4 il 42 F T 6 FL AR H & BLKF 771 x 10°4~/
FL) o 2 AT A 2 80% Hf YSC B 4 L, K12 o 25 945 T
G A 1 x 10°TU/ml, JE5 &2 K0(E A 20) 43 51 A £
BEAS-2B4fifi 1, iC/E NC 41 .BPIFB4 £ JgiL 48h )i ,
{68 FH S22 % 7 H PCR(QRT-PCR), 25 [ Efl i (Western
Blot) ¥ 4 fits 1 BPIFB4 mRNA & (1535, LIIKTS
1 ¢35 NC % BPIFB4 %) BH 4 41 B ik - Bl J , %) B ZE 4
JHLH BRRE 3% , LA 45 2 A0 B A E AR R T i /AN i) e
H Y B 2240 ER (10 w mol/L)™ Y 3%CSE I ¥ H 5 77
48h, B FR 45 HRUE U4 BEAS-2B 4ii il 55 .

1.3.3 CCK-8 7 o I 40 fif 6 77« WA 4 % 5 A K W iy
BEAS-2B 4 fitd, # HFEHLEERD T 96 fLAR T FLRE 5%
(1x 10°/4~/4L), B & 345 AL 4404 % 80% i
25 55RH I 25 4 b P Ak BRI s [) S WACSE A, Tim A
£ 10g/dl CCK-8 %5 ¥ 1Y) DMEM 35 35 W W5 & 4h. 1 J1]

Rt SRS A6 ot W ' 8 () A, I 4 7% o o 4
1.3.4 3% S5 H 50 UL %€ 24 i 8 o 45 4 - WU B 4% 41 BE-
AS-2B 2, i 1 2.5g/d1 % — R AT [ 2, S MK
UCHATRE BE e S N BRI K, P4 e stlt 1
T4, 3 o/ BEFRHl - MK IR YR Gt 7B S FRL B
(20 000 x ) " WEEEAH 68 T L 44 o

1.3.5 ELISA ¥ £ I 240 Jif 35 % L3 W b R E I+
JKF: I B 4% 4 BEAS-2B 40 g 35 3% 175 e, F& T8
ELISA A6 328 751 2 18 B G I 200 it 3% 5% - 3 v b 1L-
1B . IL-18 /K-,

1.3.6 qRT-PCR #; il 41 it BPIFB4 & NLRP3 A ¢ &
I mRNA [ & ik W4E % 41 BEAS-2B 41 g, i FH
TRIzol i 77 24 i J B2 HUAM fiE 5 RNA o FiC ) S s i A
FIFVEATRNA S s34 B il PCR B v 4 &R -1
1T qRT-PCR ™ 34 . AR 95 9 6 A5 5 A fb ih £, 2 #F
A CfE, LA B - WLShEE 1 (B -actin) M INZ:, T4
tH BPIFB4 . NLRP3, ASC ., Caspase-1,1L-13 . IL-18,
GSDMD mRNA XS 15 7K - . PCRE )75 W3 1.

x1 qRT-PCR 5| #1551

A iZlt7] eG4
BPIFB4 5-GACGTGAGGACCATGAC-3’ 5-ATGGAGTGACCAGTGA-3’
NLRP3 5-GGTGCAGTGAACCGT-3’ 5-CCAGTGGATGACCCAGT-3’
ASC 5-ACGGTGCAACCACGTT-3’ 5-ACCCGTGAGCAGTGAC-3’
Caspase-1 5-GTGACAGTGAGTGACCA-3’ 5-GTTGACCCGTGATACA-3’
IL-1p 5-AGTTGTGACCAGTGAC-3’ 5-GGTCCGTGCATGATCA-3’
IL-18 5-CCTGACCAAGTGACATG-3’ 5-CACATGAACAGTGACA-3’
GSDMD 5’-ATGAGTGACAATGGAC-3’ 5-TGATGACCAGTGATGAC-3’

1.3.7 Western Blot £ 1] £l Jffl BPIFB4 A& NLRP3 AH X
Rk 4 40 BEAS-2B 41l i, i FH RIPA X 7
S A0 i P BN A B P T e B TR A - R
N0 T Jig B¢ it (SDS-PAGE), B J #E 47 45 1 . ik, IF:
5 B — 98 £ 945 (PVDF) 5 i A Jf P R 2 3
%7 2h, B 5 5 %7 —$T(BPIFB4, NLRP3, ASC,
Caspase-1, IL-1 8 | IL-18, GSDMD-N) #i 1 000 1%,
4CHFF 1 VERR S 5 R o A A P 1 (HRP) 5
L, FRES 0004, BRI E 2h [l ISR Rk &
S e, 8P Image T 1.8.0 BT 0T
P B -actin AN Z, T b FAMIXTRE AT

1.4 %itE o4 RIAISPSS 27.0 #4148 143
M1 ; Graphpad prism 5.0 B & I HE GRS +
FRifE 25 +s) Form , 401 HLACR TR 2 2200007
PE— 2L P AR LSD-1 K6 36, P<0.05 2% 53 H
HEit a0,

2 H#ER

2.1 R F R JE/AF R CSE & 2 2t 20 it 7& ) 09 %
v 5XHIRZH(100.00% + 9.17%) F4%, 1%CSE 24h4H
(84.14% + 5.08%). 2%CSE 24h 2H(68.10% + 12.29%).
3%CSE 24h #(52.53% + 10.87%). 3%CSE 48h 41
(32.77% % 11.29%) .. 3%CSE 72h£H(31.07% = 12.91%)
Y MG P AL, 22 5 BA SR L (=2.620.
3.603.5.781.8.006, 7.539, 3 P<0.05)

M 3%CSE 48h 25 72h 21 BEAS-2B 40335 /1
BERIG I X (=0.172, P> 0.05) Ktk J5st
TEFE 3%CSE b3 48h 1l CSE e fH:i75 A Al
2.2 itk ik BPIFB4 %} 20 i BPIFB4 & ik & 20 fei& 7
#9%me DL 2, 5 XA HbAE, CSE 4141/ BPIFB4
mRNA FIEE [ 535 K7 S 20 i 1 B R AR, 25 5%
EAG ¢ L (=5.232 ., 8.833 ., 8.364, #4] P<0.05); 55
CSE+NC £ [t#5 , CSE+BPIFB4 1 41 ifd BPIFB4 mRNA
FR I FRIB AT S AR 77 B S i (1=3.827,9.018
9.171), CSE+NC+J& H F| ¥ B4 2 £l £k 41 41 it BPIFB4
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mRNA FlE H F28 K S 2t 17 o B B B AI(e=2.770
5.939.3.449), 2% HA Gt il 2 L P<0.05); 5
CSE+BPIFB4 41 [t 4%, CSE+BPIFB4-+ JE H F3V B Z 44

EL4H 21 it BPIFB4 mRNA F1EE 1A #68/K S K A 1% 7
B SRR, 22 5 B Gt 2 (=3.308 .8.066 ., 7.101,
14 P<0.05).

*2 i3 3R i% BPIFB4 Xt4A Bt BPIFB4 mRNA F1FE AR iE L AME NI (X+s)
CSE+NC+ J¢ HFITF  CSE+BPIFB4+ Jg H FF
T XTI CSE 4 CSE+NC #§  CSE+BPIFB4 4 e o F P
o T i f L BE A i PH
BPIFB4 mRNA  1.00£0.15  0.50£0.07  0.52+0.08 0.77£0.08 0.35£0.07 0.54+0.09 17.138 < 0.001
BH 0842006 0332008  0.3120.06 0.79£0.07 0.08£0.03 0.29+0.07 74385 < 0.001
IS H (%) 100.00£12.00 36.94+5.14  40.42+4.08 72.82+4.56 27.46+5.07 46.64+4.47 52597 < 0.001

T WA ) C B AR iE AL B

23 it £ A BPIFB4* m ie At 25 Myt %el UL
Pl 1o %) B 2 240 it 55 435 4 52 45 ; CSE4H , CSE+NC 4,
CSE+NC+/Je H A A R fHER4H . CSE+BPIFB4+ e H Al

CSE+BPIFB44

T fik oL,

WV EER A A AE K AL, Horh CSE+NCHJE H
IV PR 25 AR 2 A At a7 ot B oA 7™ B i CSE+BPIFB4
LHANP ST R %, AAAE /D f LT

CSE+NC+JE H HE%%N%J;@E CSE+BPIFB4+)¢ H HE%%TA]ZE

1 i¥3RiX BPIFB4 XI4AAEBHRIZEHIAIRME (20 000 x )

2.4 it & ik BPIFB4 &} 48 #eL 3 Fc £ F R IL-18 |
IL-18 K -F 9 %o W3 5 XTI L4, CSE4
MRS FIEWIL-18 | IL-18 /K - B Jh i, 25 5%
HA G %5 L(=17.234. 12.923, ¥ P<0.05); 5
CSE+NC 4 It %, CSE+BPIFB4 2H 21 ffl 3% 3% b 1%
WIL-1B | IL-18 7K °F B & & fI£(=10.919. 9.472),
CSE+NC+ 2 H FI 17 28 B ER 20 4 e 55 7% L3 W IL-
1B . IL-18 /K- & T (.=6.083 | 3.914), 227 BAH

4i1h 24 3% (3 P<0.05); 5 CSE+BPIFB4 4 L %5,
CSE+BPIFB4+ J& H FV R 2 AN Eh 20 40 s 75 1 i
IL-1B . IL-18 K- F-H by, 2R HA G E X
(+=8.930.5.772, ¥ P<0.05) .

2.5 it & iA BPIFB4 <F NLRP3 A~ 5 &9 28 JiL & = 49 %
v UL 4 S5 XNTIRZE A, CSEZ14H /iR NLRP3, ASC.
Caspase-1, IL-1 B ., IL-18 mRNA FlIE 15214 7KF- & GSD-
MD mRNA F1 GSDMD-N & 4 5K B i, 255
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FATBi 325 B Lt qn=20427., 14793, 14498, 14712,
16415, 16179, t;:,=11.555, 16593, 15625 10,063, 13.863 .,
6245, ¥1P<0.05); 5 CSEANCH It %%, CSE+BPIFB4 4
AfiENLRP3 . ASC. Caspase-1. IL-1 8 . IL-18 mRNA FI5E
[ 2% 35 7K *F- . GSDMD mRNA F1 GSDMD-N 7 [ £ i&
TR AT (2, ns=9.848 . 10.187., 8.102, 10.362, 8.794,
10216, £,,=10.024,15.123 10938 .8.787. 10947 .8.647), CSE
ANC+HSE H Y AR 4 NLRP3 . ASC ,Caspase-1 |
IL-1B . IL-18 mRNA FlE 4 #357KF- & GSDMD mRNA

1 GSDMD-N 25 A FGA7K P W I 55(1,00=5.013 ,9.137
6242, 4.694.,7.638.7.125, t4:,=6.180.4.203 . 2.680 , 2.640 ,
2754, 10.082), R HA G 2F R L () P<0.05); 5 CSE+
BPIFB4 41 [1.#%, CSE+BPIFB4+ )¢ H FI ¥ 14 % #hEh 20 41
JfNLRP3, ASC, Caspase-1. IL-1 . IL-18 mRNA FIZE [
Z23K 7K & GSDMD mRNA F1GSDMD-N & 1 2635 7K
BT, 255 A G L6 pan=7151. 5.759.
8.051.8827.6.168. 9413, t,,=8714. 15702, 8415, 6245
86143843, ¥ P<0.05),

=3 i$ 3% BPIFB4 Jt4AAaLEE EiFH IL-18 . IL-18 ZKFRIFMT (X+s)

CSE+NC+ Je HFTF  CSE+BPIFB4+ J¢ H

WA pogisel CSE4 CSE+NC#4  CSE+BPIFB4 4 E— T Fig P
IL-1p(ng/L) 32364436  163.24+12.41  158.63£13.54  65.32+5.98 231.25+15.63 143.6213.96 152,574 < 0.001
IL-18(ng/L)  46.66+5.67 156.18£1221  166.32+15.74  72.14+6.99 221.63+18.74 126.84+14.85 93455 < 0.001

*z4 i %% BPIFB4 ¥ NLRP3 M SHMAMET M (Xxs)

CSE+NC+ e H#|  CSE+BPIFB4+ J¢ H
BiH X IR CSE4l  CSE+NC#l CSE+BPIFB4 4 F—. ﬂ; J Ep———— Fi8 Pl

NLRP3 mRNA  1.00:0.10  3.85:022  3.96+0.24 23240.16 5.36:0.42 341021 132454 < 0.001
A 02540.03  0.82+0.08  0.89+0.09 0.32+0.04 1.370.10 0.770.08 116917 < 0.001
ASCmRNA  1.00£0.12  4.16£035  4.10+0.34 1.89+0.16 6.79+0.38 3.05£0.31 181270 < 0.001
A 007+0.02  0.86+0.08  0.80+0.08 0.08£0.02 1.15£0.12 0.74£0.07 128716 < 0.001
Caspase-1 MRNA 1002010~ 3412027  3.63£0.27 2.03£0.21 531038 3.62+0.27 117773 < 0.001
BA 013002 1.05£0.10  1.02£0.11 0.300.03 1.25£0.10 0.67£0.07 112253 < 0.001
IL-IPmRNA  1.00£0.11  3.324025  3.1240.22 1.56+0.14 4312038 3.112027 95.844 < 0.001
A 038£0.04  1.06£0.11  1.03£0.13 0.34+0.04 1.280.10 0.60+0.06 65.517 < 0.001
IL-ISmRNA  1.00£0.10  3.64+0.26  3.54+0.28 1.85£0.18 5.84+0.44 3224034 136.825 < 0.001
FH 0124002 0.78£0.08  0.81+0.08 0.27£0.03 0.96+0.05 0.56+0.05 123.045 < 0.001
GSDMDmRNA  1.0040.12  3.76:027  3.62+0.25 1.93+0.14 5.81£0.47 3.68£0.29 132,130 < 0.001
GSDMDN [ 0.11£0.02 0242003 0.300.03 0.1240.02 1.0240.12 0.200.03 126547 < 0.001

3 itig

WA COPD 1 B BUR IR &K |, 294 irfi COPD
Y 80% LA b KIAWE AR AN RERS BRI ZH 41, 38
RE NN COPD H 3 fiti Uy g &2 0k A2 1 I ik, IR A
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