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UEZE] B WU/ RNA-145-5p (miR-145-5p ) 7EK A S AN _E Bz 40 £ 7 rp a4 i S L]
Fik  RAMEFE LR ARk BEAS-2B , O E AT BEAS-2B 4tk HL RS 77 22 80% fv 5 14 )5 585
D 7 1% O, WKL A: F 1i % BEAS-2B 41, F1587 S0 IR 2R FH 25 11 IR g8 BN B8 ( Western blotting ) K
MREFE 24 h 40H0 P AR T-FR SR A ( NOD BEZ A% 3 (NLRP3 )sGasdermin D N ¥4 (GSDMD-N ) FlI R A4
TR SR R R £ 11 1 (caspase- ) IFNFR IR s RITITIT 92 10 S e 3% - TG BRI, (RT-PCR) Kl 5 =
6 h 112 h 4 miR-145-5p ik @ 1% A FEE Y 30 nmol/L miR-145-5p B4 (miR=145-5p mimic )it %
ik miR-145-5p , TEARE S 44 B0 nmol/L miR-145-5p 471 (miR-145-5p. inhibitor) #] miR=145-5p ik, If
S3RT BRZH AP T B EH . MG FR24'h J5 L SRH ] Western blotting A5 240 H A5 T bl 1 Rt% M 5 E2 A
KPHTF 2 (Nrf2) 2235 5 7 FH a4 i ORI 20 s 4420 (ROS ) ZKOF 5 el miR A1 S PR 45 4 miR Walk F1)
miR-145-5p MHEEED , 3R i Western blottifig #EF THGHIE . B 4T MITEARRIRF FH24Y 6.94 ng/ul. TUER(E BT
T 5(Sints) i FE TR ENA 12.5 mmol/L, ROS Ml N- 2/ -L- B2z (NAG) #E1 7 HAb L, IR4r5is 7 25
AR TR AL AN (5% HRH . IG5 24 h )5 o SR Western blotting Sl v SivtS Nef2 AT bRk K55
NG SRS 4 ROS /K-, 855 @ 5% SO BRE DA LE IG5 24 h 40 A AR T Al AR 1 ik /K
52T UEBIR AT S BEAS2B AN T IR A0S I [ AR S, 4 i P miR- 145=5p ik /K P& #i Tt
15, RIRE ] 51 miR-145-5p b KT 55 . @) B EUAER  Sb BEZEAN 4 X HE 21 A By miR=145-5p mimic 21
AP AR T FR A B A F A KO B TR UNLRP3 46 1 (NLRP3/B-actin) - 1.5840.07 6. 1:00+0.01., 0.98+0.07,
GSDMD-N & ( GSDMD-N/B-actin) : 1.7€+0:03 It 1:01 +0.01£0:85+0.034 caspase-1 EH (caspase—l/B—actin) .
2.3340.04 I 1.01 +£0.01, 1.05+0.04, % P<0.05 J, Nef2 25 55 15K 5 3B AR Np2/B-aétin : 0.79 +0.03 Lt
1.00+0.01, 1.03 +0.04, 3 P<0.05),ROS 7K T (DS £ 1.74 + 0.03-ENL00 £ 0.01.0.92 £ 0.03, 3 P<
0.05) 5 RE AT, 5t IR FBIHFIR AR L, miR-145-5p inhibitor ZH 4R A T-FRa i 265K R
{I& [ NLRP3 21 (NLRP3/B-actin) : 0.21 +0:04 ¥ 1.70+0.02, 1.63 +0:04, GSDMD-N4& [ (GSDMD-N/B-actin) :
1.32+0.02 It 2.51+0.02.2.72+0.03, caspase-1 HH (caspase—l/B—actin) :0.56£0.01 [t 2.77+0.02.3.12+0.03,
¥ P<0.05 ), Nrf2 B 13635 K7 B T (Nef2/B-actin : 1.57 +0.04 ¢ 1.22+0.01. 1.28 £ 0.04, 34 P<0.05),
ROS /K- B2 T FE(DEEHRE 10.64 0.05 HLA 8T 0.04 . 1.7020,07, 1) P<<0.05), B miRE145-5p R E 4
FET. miRWalk T 45 5 a5, Sirt5 (19 3' JEBEEIC (3'UTR ) 15 miR=145-5p fEAEIRIL B A M Gl 7 s A8 51T
miR-145-5p mimic 41 4NHEFR Sirt5 F (2218 2K 5 % A 2H B P R 4145 40 I (SirtS5/B-actin : 0.59+0.03 Lt
1.00+£0.01, 1.01 £0.03, %) P<<0.05), 541F 1_Sitt5 /& miR-145-5p BYFLEED] . FE Y Sirt5 12 38 1K Bk s 72 40 i
JIA ROS H 5] NAC 35 7] LI si e A AL T 0 &, HL SintS i AR AE%_E I Nef2 235, T ERANIE A ROS,
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[Abstract] Objective To elucidate the role and mechanism of microRNA-145-5p (miR-145-5p) in hypoxia-
induced pyroptosis of human alveolar epithelial cells. Methods In vitro, human alveolar epithelial cell line BEAS-2B
was cultured. Cells in the logarithmic growth phase were cultured to 80% confluence and then used for the experiment.
(D BEAS-2B cells were cultured under 1% O, hypoxic condition, with a normoxic control group. Western blotting was
employed to detect the expressions of pyroptosis marker proteins [NOD-like receptor protein 3 (NLRP3), Gasdermin D
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N-terminal domain (GSDMD-N), and caspase-1] in cells cultured for 24 hours. Real-time fluorescent quantitative reverse
transcription-polymerase chain reaction (RT-PCR) was used to detect the expression of miR-145-5p in cells cultured
for 6 hours and 12 hours. @ Cells were transfected with 30 nmol/L, miR-145-5p mimic to overexpress miR-145-5p
expression under normoxic condition or 30 nmol/L. miR-145-5p inhibitor to suppress miR-145-5p expression under
hypoxic condition. Control group and negative control group were respectively set up. After 24 hours of cell culture,
Western blotting was used to detect the expressions of pyroptosis marker proteins and nuclear factor-E2-related factor 2
(N1f2) in cells. Flow cytometry was applied to detect the level of reactive oxygen species (ROS) in cells. The target genes of
miR-145-5p were predicted by miR target gene prediction software miRWalk and verified by Western blotting. 3) Under
hypoxic condition, cells were transfected with 6.94 ng/ul. silent information regulator 5 (Sirt5) overexpression plasmid
or pretreated with 12.5 mmol/L. N-acetyl-L-cysteine (NAC) as an ROS inhibitor. The empty plasmid group and control
group were set up. After 24 hours of cell culture, Western blotting was used to detect the expressions of Sirt5, Nrf2, and
Results (D Compared

with the normoxic control group, the expression levels of pyroptosis marker proteins in the 24-hour hypoxia group was

pyroptosis marker proteins in cells. Flow cytometry was used to detect the level of ROS in cells.

significantly increased, indicating that hypoxia could induce pyroptosis in BEAS-2B cells. The expression level of
miR-145-5p in cells gradually increased with the extension.ofshypexia.induction time, indicating that hypoxia could
cause the increase of miR-145-5p expression level. @ The expression levelstof. pyroptosis marker proteins in cells of
miR-145-5p mimic group significantly increased ainder normoxie ¢ondition as compared with the control and negative
control groups [NLRP3 protein (NLRP3/B-actin): 1.58 +0.077vs: 1.00+0.01, "0.98 +0.07, GSDMD-N protein
(GSDMD-N/B-actin): 1.71£0.03 vs. 1.01+0.01,,0.85 + 0.03, caspase-1 protein _(caspase-1/B-actin): 2.33 +0.04
vs. 1.01+0.01, 1.054+0.04, all P <°0.05], Nrf2"protéin expression level was significantly deereased (Nrf2/B-actin:
0.79£0.03 vs. 1.00£0.01, 1.030.04, both P < 0.05)#ROS levelnwas_significantly up-regulated (fluorescence
intensity: 1.74 £0.03 vs. 1.00 20.01, 0.92°+0.03, both/P < 0.05). Under hypoxia condition, compared with control group
and negative control group, the expressionilevels 4f pyroptosis marker proteins in miR=145-5p inhibitor group were
significantly decreased [NLRP3 protein (NLRP3/B-actin):0.21 £0.04 ys: 1.70 £0.02, 1.630.04; GSDMD-N protein
(GSDMD-N/B-actin): 1.3240.02 vs. 2.51£0.02, 2.72+0.03; caspase-1 protein (caspase-1/B-actin): 0.56 +0.01 vs.
2.7740.02,3.12£0.03; all P < 0.05], Nrf2 protein expression level was significantly increased (Nrf2/B-actin: 1.57 £0.04
vs. 1.2240.01, 1.28£0.04, both P < 0.05), ROS level was, significantly \down-regulated (fluorescence intensity:
0.64+0.05 vs. 1.87+0.04, 1.70 £0.07, bothiP< 0.05). The resulis indicated that miR-145-5p could promote cell
pyrodeath. The predictive result.of miRWalk showed that the 3" unitanslated region (3'UTR) of'Sixt5 had complementary
base binding sites with miR-145-5p. The.expression level of SirtS protein in .¢ells/of miR=145-5p mimic group was
significantly lower than that of control”group and negative control group:under/ normoxie..condition (Sirt5/f-actin:
0.59+£0.03 vs. 1.00£0.01, 1.01%0.03, both P < 0.05), which verified that Sixt5 was the target gene of miR-145-5p.
3 The occurrence of pyrodeath could be partially reverséd by transfectionswith Sirt5 oyeréxpression plasmid or adding
ROS inhibitor NAC into cells, and Sixt5 overexpression could also up-regulate Nif2 expression and/eliminate intracellular
ROS. Conclusion In human alveolar epithelial célls, miR-145-5p can'down-régulate Nrf2 by targeting Sirt5, thereby
increasing ROS expression and inducing pyrodeath.
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2P 38 25 S AR (acute re&piratory distréss
syndrome, ARDS) J&—Fillii PR BURSC 2200 2 PE TR 18
PERTASA , H UL T BEAE Wi P9 7 (intensive care unit,
ICU), (EBERIL R ik 35% ~ 46% ', /£ ARDS H1
JritR S BEAS FE AT S BUIM I N B/ E R AN BE A
SRR PR SR Y AR BRAS T A0 2 T Y A
N, 22 PR E HE4R (reactive oxygen species, ROS) 7E
AN R ROS RIS FHANAEALT ., An4i i )4
T AT BRBET A I . % F ROS
1E ARDS & A Fgk g h g VeI, HETA DR R UL
SRS AT IR AT ARDS g L B,
PriAAE ARDS 1677 T BAT B KR .

DU B E T [HF (silent information regulator,
Sirt) ZEMEE—28H0E T (NAD) MK A4 2= £ B AL,

C HalE e Z2 Mg E e s 45 G s E T, i
FR BRI & | ie mACIE . DNA fife = K Pisa
TEDRESE, Hor Sint5 BTN RE F 222 5tk
FIFEAIR RS Sk . Sins EEE A L h
PARSE T, R 5 A0 it AP B DO T O U
i FIAZET E2 A5 T 2 (nuclear factor-E2-
related factor 2, Nrf2) F-3iE N iFIPT A LR N T
(antioxidant response element, ARE) DA4EF 40 M Y 4
A TR AN ROS 0, BF5E 2B, Sirt5 AT %
Z /N RNA (microRNA, miR) ##4%, miR-145-5p
W) 2 S TER miR Z— ' miR-145-5p J& 55
Qe K I miR-145 FEPH 45 % 19 miR , 75 2 Fh 4 M
P, miR-145-5p Rkt BRI 405, H
75 ARDS H AR HIBILA] 1 A B , 5 miR-145-5p
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7E ARDS HUR AR RMEASR ST " AT B 1
A o A0 S SR ST AR AT miR-145-5p #L1A] SirtS i
HERT R AR M AR T R A ML, I aE A T s
B UEAT IR UE , DA B IR A 4 1 H A miR-145-5p
TE ARDS KA B fER

1 MR5FE

1.1 4RI S e . A b K 4 ik BEAS-2B
T HEE ATCC AF], &) MERREMES —E=
BERHIT I H A S PR By & A, AT B bR
SRR A ER (FIL S . KYLL-MS-011-01-FJ02).
1.2 ARG IR S AR AR A T - 8 R
BEAS-2B 40535 T 10% I 4 1fs fise s &
ML TE R TR I BT 37 CH.8% CO, Mk
FERE N HEA TG AR . BOE A48 BEAS 284 i
B SR 2 80% Ml FE I IOA 37 °CF% 94% N, 5%
CO, 1 1% O, FI¥EFAH N IRE G 7724 he

1.3 gAY . 3% 08 Lipofectamine 2000 5 3
B145 , % 30 nmol/L miR-145-5p AR (miR-145-5p
mimic )., 4 (miR-145-5p inhibitor ) S LA XS R
(normal control , NC) A4 (NC mimic). 014 (NC
inhibitor) #% 4 % BEAS-2B 4l fds B¢ 6.94 ng/ul. Sirt5
1 FEIR TR M A AR R R ZEBEAS-2B 1A .
1.4 4HHEsr 4 S Ak D K BEAS“2B 40 A% 1
FNT IR VIR A - IR T30 % 0,. 94%
N, Fi1 5% CO, /) 37 CIEFEAEHR ARG I ; R
HE T 5% CO, 1Y 37 CH:FFE s Al . Q%%
BEAS-2B 4iiJifd 734 & 506 IR . NC mimiessi 584
miR-145-5p mimic+7# 4820 | AT IEZHNC inhibitor+
fIR4A2H . miR-145-5p inhibitor® ik A 4HENC mimic+ 7
A 41 miR-145-5p imie+ 5 48 2H % 44 30 nmel/L,
NC mimic 3, miR-145-5p mimic J54 84555 24 h;NC
inhibitor+ 1% 4 2H Fl miR-145-5p inhibitor+ Ik 48 2 4%
%% 30 nmol/L NC inhibitor 3{ miR-145-5p inhibitor 5
REIETE 24 ho @ ¥ BEAS-2B 4 il 73 AR E NS B
4, 25 BRAR TR IR SR | SintS 3o e 1k Tk -+ A4
23 AR R + (AL SirtS i Fe ik Foks + R A 2R 3%
YL 6.94 ng/ul, 25 AR TR DY, SirtS 32 F3k TR IR
K% 24 h @ K BEAS-2B 4l /0 AR HRZL . N-Z
Mok -L- - 22 (N-acetyl-cysteine, NAC) + R4 4H -
NAC+ KA 12.5 mmol/L ROS #I51 NAC 15
12 h Je{R4A 55 24 he

1.5 AHHE bR & ik

151 SERF G i [ 5 - R T BE SV (reverse

transcription-polymerase chain reaction, RT-PCR ) &l
miR-145-5p F3k : 2B BEAS-2B 411 gt 5 miR , & &
FEFBEZE 5 ng/ull s K52 miR S5 58, cDNA JafiBe
3045, M3 uL #E4T PCR, & 44 SO 504 : 95 “CHvAs 1
10 min, 95 “CZEME 55,56 “CIR K / 4EAH 15 5,40 M
o SERUR S FERRA v A AR Pl 2 S A 37 1L
(cycle threshold, CT), UL U6 N2, ¥4 iR QANCT
miR-145-5p I FIEKF-

1.5.2  HH G2 B (Western blotting ) £
HH3RIE - S BEAS-2B AR O & ; 1ERN
IR E I L DK FL I P 2R R R T 24 3R 58 5 g IS
N 5% Wil A-5, 2iES A 1 h s YERS LA NOD
FEZARE P 3CENOD-like receptor protein 3, NLRP3 ),
Gasdermin-DiN i 2542 #5, ( Gasdermin D N-terminal
domain, GSDMD-N ), K& S FRAF ML M iR 2 1
T 1 (caspases] ), SiriS, Nrf2 HU4AK (5 1:1 000 Fike)
By, B=WILahEE 1 (Bractin) Pidd (1:5 000 Fiks), 4 C
IR R ; U H VIR 4 IR A PR bR 2 ) — 35t
(1:5000 #i%), 2RI E 1 ho MRS AOLHK
BEOE W6, BB AR AAG , B Image J 1A%
FHRAR 1 A5 K AL UL B L S5 N2 B-actin (1)
IRPE (R U (AR YT B Rk i

1:5.3 _ M ROSAZIN - JHIJC L 35 B S i e 2',7'-
TH AR TR (2', 7'-dichlorodihydrofluo-
rescein ditteetate, DCFH-DA ) £Z9KE K 10 umol/L,
IEIABEAS-2BAAAE T, B T 37 C& 5% CO, k%
FrAA HUIEE30 min ; 7 DCFH-DA 15 40 g 7 534 i
Jei AT A A 15 77 MR T A s 7 B T8 8 5
AR TSI A RIS\ R £5 22 WP (phosphate
buffered salitie, PBS) T J5 , v FH 70 =X 410 it 4SS
ROS %50 % o

1.6  Giit2£50#r i GraphPad Prism 9.0 {4 %
SBT3 T T R PR B IESS
DAIEL + brifE2s (3 +5) Ko, M A) bR 1AM ST
FEA 556, 2220 ] USRI R 7 220007 5 Ji 2
55 /N 2 25 579 (LSD), J5 224555 H Tamhane 5
Rl RR IR . P<0.05 Ron =5 A Geit e .

2 & R

2.1 {R%X BEAS-2B 4l fE T 0 (18 1) - i
24 h AP AT BRAE# 1 NLRP3 . GSDMD-N
caspase-1 [ IR7KF- 3480 H S8 EZH I8 25 T (1
P<0.05), WEWMIRAEAIT AT LIRS BEAS-2B Aif %
R
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B-actin =
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M GSDMD-N/p-actin 0 —E L ; L :
20k |1 caspase~1/B-actin 1.7 i SR AL fE56 hafl R4 12041
' 07 1]
X 1.5 1 - BEAS-2B il A Jifivf b 2 40k , miR-145-5p 2y
ﬁ 1,00+ 1.01+ 1.01 4 /N RNA-145-5p 5 5% S IR LS, *P<0.05
& 1.0 R 2 #%41 BEAS-2B 4Affi miR-145-5p Fik Huie
03 bitor £ 4 il F NLRP3 ., GSDMD-N
0 SE-45 %6} FEZH A1 NC inhibitor 2H

‘S R

L : Western blotting 4 1 S5 E32 Al iR = \F . 145_5p Tﬁﬁéfﬂﬂ@&to
3 Y > y

EE%I B-actin j~7 B HJL 3 S H R : ntranslated reglon,3 UTR)
Bl 1 Western blotiing #2541 BEAS-2B 4Hj Ay [y g S
ﬁﬁ—ﬁ‘mﬁaiﬁ , (Sl= iy \1—L f% %%{q:—[:
EIE%JJ(SF%?XT HEE R
2.2 fIKEAN} BEAS-2B 4
M (& 2) Eﬁ’fﬂj‘ﬁﬁé

51 I?V
iR-145-5p i ..: i é.t AS-2B g Nef2 , ROS ik

2.3 miR-145-5p %} BEAS-2B 4Hfif % 244, miR-145-5p mimic £
WAL T, miR-145-5p mimic ZHGIH A T AR AR iﬁ £ IRIKFA 256 BT RN NC mimic 41
SRR, ROS 7K1 35 TR (X P<<0.05), X IR

FEZH AT NC mimic Qﬂ_ﬁ%"?ﬂ‘m (ﬂ] P<0. it B X ARAESRET,
25 NC mimic 212 =S5-9er i inhibi Nif2 25 Rk A48

3.12+
+ 0.03

. 2.
WS ol [ GSDMD-N/p-actin 0.
M caspase-1/B-actin “

B ST
ey X

1.5
.& ' ) ab
% 111.:1; 1.05+ 0.0
M1.00+ 1.01+ 0-98% 0.04

0.01 0.01 007 :]'[‘]

NLRP3

GSDMD-N

R e————

*f R4 NC miR-145-5p pagisEil NC miR-145-5p
B-actin . “ - -— ‘ - mimicZ] mimicZ] inhibitor4]  inhibitor4]
R iS00
2H 5

1+ Western blotting S 75 4 B RS , BEAS-2B AR A R 4iHakk , NC S BAPEXT R, mimic MUY, miR-145-5p Ry
W/ RNA-145-5p, inhibitor A0#147, NLRP3 & NOD FEZIRE T 3, GSDMD-N 4 Gasdermin D N 3254438, caspase-1 KRR
SR R R B 1 1, B-actin 2 B- LB 11 5 SARIA 4 0F F A IR LA, *P<0.05 5 SR 44 F NC 4%, PP<0.05

B3 Western blotting Bl & AR FEFR 444 F BEAS-2B 4 AT B EARSE
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X HRZL N NC inhibitor 218 35745, ROS /K 2 3 %
(¥ P<0.05), i % B 4145 NC inhibitor 2125 5 JC4t
T2 S, W miR-145-5p A 45 Nif2 . ROS ik

miR-145-5p
mimicZH.

sis (- —
practin N — —

1.2 -

febr xR NC mimic4]

1.00+0.01 1.01£0.03

=y
T

=)
oo
T

0.59+0.03

o
=)

Sirt5& [ (Sirt5/p-actin)
(=]
N

o
S}

it HEL NEmimicg
251

miR~-145-5p mimicZ

71 : Western blotting SR B yiE BN 56 , BEAS-2B il fifd A7
NI B AR, SinS ST ERE BT T 5,NC A BHPEXT R,
mimic JEAUY) , miR-145-5p /N RNA=145-5p,
B-actin 2N B- WLBHEE 15 SR AL, P<0.05;

5 NG mimic 41145, PP<0.05

4 Western blotting B 44 E AT
BEAS-2B 4 Sirt5 ZH#A

N . . . . . .

ROS

mlmlcﬁﬁ mimicZ]

’
‘ ...
"

'

pogietic miR-145- Sp

BRLN (R4
- Q »
fekR £ OB TR

C) &/ \ .Q/
& TFITF o TF S
i SRS SR

Nrf2 R — e — — —

Boactin e-— G w— w— — —

Nrf2# 4 (Nrf2/p-actin)

4151

VE : Western blotting >4 25 [ i G 2156, BEAS-2B i~
Il B2 AR, Nef2 A% R 7 B2 AHSCH 7 2,NC A PN IR,
mimic U, miR-145-5p /N RNA-145- 5p,
inhibitor AT, B-actin R B=WLBhE I ; SAHFEIZME T
XEIBALLL A, "P<0.05 ; FHIFI &M T NC 4tz "P<0.05

5 Western blotting KB AR RIS TR AT
BEAS-2B 4iffi Nef2 EEHEREX

x BRLH miR-145-5p
mhlbltoréﬁ inhibitorg

A

A

B 6 fFIEFNMEE TS AR R IR 44 T AN - B A bk (BEAS-2B i) rPiEPEE(ROS) MFRIE 7R A& R, v
RNA-145-5p(miR-145-5p ) B (mimic ) 41 ROS D¢ ni BE 00T BERATAB PR B (NC) mimic 21 & 3850 ; 7EARA A T, miR-145-5p #1ifil
1 (inhibitor ) ZH ROS %G00 JEH0 FEZH A1 NC inhibitor 20 850855  Hoechst Yeft,  fIRA5HOK
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ROS (5t

451

T - BEAS-2B 4l g At [ S ARk , ROS G4,
NC BRI, mimic HBAIY) , miR-145-5p
f#/IN RNA-145-5p, inhibitor J93MHI14) ; SR T
XL AL, P<0.05 3 SRR A1 T Ned AL 2P <0.05

7 BUURFESRAMT BEAS-2B 4iffiH ROS KF HA

2.6 Ik Sints T EEXMICAA A S BEAS-2B it
FETFRAERE M Nef2 & ROS F350952mi (36 1) +Sirt5
b F 3K BURL + (IR A AT 4 b Sint5 . Nef2 85 FI R IR 7K
S AEUNT R L R 2 AR R + I S L ik 2 T
FET AR #E 1 NLRP3, GSDMD-N | caSpase-1 #ih &
ROS 7K F-44 i AR (24 P< 0005, FM 121K Sirt5
ATLL B8 Nef2 3235, THER AR NROS , THE 5319054 2
AT R KA.

F 1 &7H BEAS-2B #lifar Sirt5. Nrf2. £ THrEER
& ROS FiEKFLEE (x £5)
A LA sinSEA Nif2 B NLRP3 &1
- (fL) (Sit5/B-actin) (Nef2/B-actin) (NLRP3/B-actin)
AR AL 3 1.00£0.02 0.99+0.02 1.00£0.01
ifégz*ﬁ 3 1.09+0.01 1.07+0.06 0.98+0.04
s
Slr;gﬁg% g 3 4%9%0m B 0006™ 0744004
AS A =
| fLE  GSDMD-N Z&H caspase-1 & ROS
- (L) (GSDMD-N/B-actin) (caspase-1/B-actin) (ZEHRSE )
R4 IR AL 3 1.01£0.01 1.00+0.01 1.00+0.01
ﬁﬂfﬁﬁ* 3 0.85+0.04 0.85+0.03 1.01+0.06
R
sits WL 0.50+0.04 0434002 0.57+0.06™

JFokr + 1R A 4L
T : BEAS-2B 4IiR A AN - B 40ikk , Sints A UERAE By
T 5, Nef2 R F E2 #HIEHETF 2, ROS Sid 4 ,NLRP3 2y NOD
FEZAREE T 3, GSDMD-N 4 Gasdermin D N 345 F435 ,caspase-1 R
KGR RN D A TR U 1, B-actin N B-WISHHEE A 5 SRENS
HRYT AR, 2P < 0.05 ; 575 #hfd Fokr + LA 41 ik, PP< 0.05

2.7 NAC WAL FEXHIC A5 T BEAS-2B AT
bR H A ROS B M50 (3 2): NACH{ILE AL 40
JEFFET-FRE H NLRP3, GSDMD-N , caspase-1

i5 B ROS 7K AR AT BREH i AR (1 P<0.05).,
FEUH ROS I 71 NAC BT LA 23 300 55 40 i A2 T i)
KA

%<2 W4 BEAS-2B AR ETIREER

K ROS RiELLEE (x +5)

g5 FLEL NLRP3 £ GSDMD-N & H

(fL)  (NLRP3/B-actin) (GSDMD-N/B-actin)
RS B4 3 1.00+0.01 1.01+0.01
NACHR% 4] 3 0.72+0.062 0.44+0.032
25 fLEL caspase-1 & ROS

(fL)  (caspase-1/B-actin) (FOLE)
IS AL 3 1.01+0.01 1.00+0.01
NAC+H{R&4] 3 0.29+0.04" 0.68+0.05"

1 BEAS=2B 4 it g Al b 5z 4L pk , ROS i 4, NAC
J N- 2 -1k & 2 , NLRP3 24 NOD #5212 14 3,GSDMD-N
Gasdermin D.NUfZ5 I Jeaspase-1 2 KA R 512 IR R R
iff 1, B-aetin'shy B- WLzh 2 [ SR X A Hegs, “P<0.05

3 W i

ARDS 9 & R R A BE R AE , RAE & T8
AR =12 ROS i) F L RIA 22— Beck-Schimmer
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JHeL R e 240 5 At Rz AT % B B RE  4
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O, T 567 SIS AN ROS [ 40 M Behic 1.
ROS FE4IMIN /)& LA A 2 R sE T R A 1
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AP T AAE TR R

A miR 2 — 284 AR AU i) ek i % A AR Ak
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ALHGC WU E, | 48 0 o 20k | 18 4 L S 1 i s
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PR ERIR I, X AR 2 -1 Chypoxia
inducible factor-1ac, HIF-1a ) /- 5892, HIF-1o &
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ENIE T miR-145 AIRATS SR T HIF-1o, 7EA
T, miR-145-5p EARE A T 2Rk L, Al
Al id HIF-1o 35 FEE R,
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T Sirt5 7 TERAARIE T, HAE e KT iEE Nef2 119
MU R AN . — MBI R, SirtS Al B A7 4 4
¥ NERT Sint K7 — B 5L Sin3 , 2 Sirt3 745
B, AR N2 2635 (A4 Rtk — AR 5%

25 BRI UE SR AR 75 S Y, miR-145-5p
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FAFI T miR-145-5p FYRESERJE Sint5, FPA2IN
Western blotting F) 46 iF ; i 4 Sirt5 15858 5 XA ROS
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