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FEAR T AR X

WE BB RECR(NAR) X DR R/ BT
Ak KL ReE AL . ik 60 HUEME: ICR /)
BR AT 20 G X BRZH ( Control) EHYZH ( Model) | B XT B
HZEK b 2H ( DXM, 3 mg/kg) . NAR 1§ #) & 4 ( L-NAR, 25
mg/kg) Fl NAR 257 & 41( HNAR, 100 mg/kg) , %520 12 H.
RHVRE N — IRV T R & R (5 mg/ke) FENT /N RUIET 4E
BT, 25T Tl 4 J8 5 AbFE /N R . BRI 20 SRR o, 148 A
FRE TR vk D g it 20 U2 Il 208 ( HYP) 5 £; HE 44,
WRZE T 2H 285 $0 B4 4% - 1435 Masson e 68 W15 fili 21 2 1k 72
JEIEVESr: ELISA A8 Al 20 23 b (L i B A 28 1B ILHB)
A F 18 ( IL48) A%k E K [KF BL( TGFB1) 7KF;
RT-PCR Kl fiti 6 24 rfr NLRP3.ASC A1 caspased mRNA ik
7KF; Western blot #6:{ fili 2H 25 /b NLRP3 . ASC. caspase-l « Col—
lagen 1.o-SMA . E-cadherin £ Vimentin & H £ kK F. £ER
5 Control £ b4, Model 2H /)~ BRI 40 431405 B &, £ 41k
FREER 0 ™ 5, il 8 ORI Al 4 20 HYPLILA B IL48. TGF-
Bl Z 1M, NLRP3. ASC. caspase- 1) mRNA FI%E |9 3 ik
7KL B Collagen I.o-SMA A1 Vimentin & [ 2 i57K 3 |
Ft, Tiii E-cadherin 25 325K T [, 252 56 Gt =& (P
<0.05) ; 5 Model ZH %%, DXM 2H Fl H-NAR ZH /)N U465 455
Ser bR A5 2 B ke, /N BRI HE 50 il 4l 20 HYP,
IL4B.IL48.TGFB1 &, NLRP3. ASC. caspased mRNA FI
B R IR K LA K Collagen . a-SMA F1 Vimentin £ [ ik
KT B , E-cadherin £ [R5 7K F L TF, 256 G4 &
(P <0.05) o iMii L-NAR £115 Model 41 HL55%, MK 6 b 22 5
TG4 E L. &it  NAR GEA MR EZ B/
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H Ko
KR MR ML 3R K NLRP3 J8RE/MA
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e’ kA, 2R3l

i £ 44k, ( pulmonary fibrosis, PF) & Z 5 [H 5|
AR 1Y, DADRIE: T 96 2 i ] it 9 R A1 [ o 21 446
FRIE A1 M SR BB P PR , H R R B AE T
a5 AR AR 50% . BRI ER T,
NLRP3 #4E/MATE PF &4 KB A 2 5,
B 455 S0 8 & A 27 R 0 2T A4 200 1) A L B
JE JE AR St A, R NLRP3 485/ MA ] fiE B 1A
J7 PF BYBTHE o Aill B 3 ( naringenin, NAR) J& —Ff
I AFAE TR S SR th i A R S
Yy, BAPUAAL DR S BUMIE P R R 45
ZRENE . FRTC & B NAR X 25085 B 44U
LR 2 i B ELAT A0 A L L LR 44 T
LFAEAL ' VBT AL 4 {0 NAR RE X PF LA
HEEAEH] B TSR HE - ST S o S T
ka2 AL PF /N RS, WL NAR X PF /)i
it £F AEAL 1 52 Wi K 5 NLRP3 58 ik /AT 46 1 56
2, NIRRT Il A AL SR AL S 05 FEA; o

1 #MR5EFZ*

1.1 sKIezh¥  SPF 4tk ICR /MR 60 H,6 ~8
JEIS AR (20 +2) g, 1) R 45 S5 S ) o 2
it Sh¥-EA&IESR 5 SCXK( 1) 2019 - 0015,

1.2 FERANEMSFE LRI (s =
98% , 4t N107346) Wy [ | ifg Bl 5 T 2 AL FBH
A BRZ F)s T 3 F SR R ok B K (it 650472)

W HH A AL 25 Bk X s A b ZE KA W 2 A 13 5 W
(41t5: 1706091) Wy 5 % 4 0 4 A1) A6 K 24 2451
JBAR AT BR 2 W F A i A % 1B (interleukin 18, IL-
18) F14iffis % 18( interleukin 18,1L48) {4
K7 B1( ( transforming growth factor g1, TGF-1)

ELISA 3271 &y A sCBUHE S A ) TR A PR s %
%R ( hydroxyproline , HYP) Il i & W FI 7 5 4 A
H=) T REF5E BT, E-cadherin. Collagen 1. a-SMA . Vi-
mentin. NLRP3 . ASC. caspase- Fl B-actin ${{& I F
[ Cell Signaling Technology /3 wl; 78 AKE - 4T
( hematoxylin-eosin, HE) 4 {f 357  BCA 25 H ¥k & )
FE R G RIPA 2L A 38 = RAEY) A 7
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Masson Y& e i857 & B b 5t 23 FRHE A PR Al
F ik N g P R A & W F H AR Takara 23 A
Tanon 1600/1600R 4= [ 2h $ % &8¢ i KL o 1 & 42
WA g R BE R A B2 Fl; T100 5C B 7€ ) o
PCR {4 T3 & BIO-RAD A F]; FC 4 { ghfighriY
4 3 £ [E Thermo A H] -

1.3 7%

1.3.1 R RA @ ¥ 60 H/NFIE 1T
TSR 1 JE S BEFL 3 BE 5 XT B2 ( Control) (MEEAIZH
( Model) . BH P4 XJ 8 M ZE K #4 2H ( DXM, 3 mg/kg) ,
NAR {55 41 ( LNAR, 25 mg/kg) il NAR &5 &
ZH( H-NAR,100 mg/kg) , B4l 12 H.o 3% G %
A P e ST IR S BRU T 8 T BV E AR L SR F
T2 TREN—IRMERBEESEE R (5 mg/kg) #
SE/ANEL PR RN A R ol BN ST -
Lol , Al 250 AL I 1 3451 5341, Control 41/ B A
G AR HEK . WA 2 RITURTE B 4425, LNAR
A HNAR 20/ 23 5145 T 25 mg/kg 1 100 mg/kg
NAR 5, DXM 41/h 45T 3 mg/kg Hb ZE KN E
& , Control £ Fil Model ZH 2345 A I ER K S
RIUK, %S4 .

1.3.2 MaLBEFILE  WEL AN il
P, PRI K Ve 5 T 4% 22 58 VI V5 T 11
48 h, H AW, FIAES wm AEEY] A, HE e
NLEE il 2 2055 B 2k AE , Masson G 6 PEAk fili 21 4 {b 72
Ji 3125 18 Szapiel et al * [y 77 00 il 2L U B 0 ¢
P 25 AR B A T P43 o

1.3.3 phagson e S4UNRACSERT SRR E U
LA AR K Pk, W TR 1 A FRAR /K IFFREE , i
FEH( mg/g) = it o / /N A T 1

1.3.4  okfgEn 2 mms HYP KB BUE Rl
LHLVSTH AR TR B 156 BH A5 LA B A v D0 il 21 41
1 HYP 4.

1.3.5 ELISA 4 alMas  ILAR.IL48 F»
TCF-B1 A& iAK-F WA & il 41 21 8 i J5 i A A= 3
ERIK L UKIE T BB A1 2R S T L1 2150 0%, 4 C
512 000 r/min B0 15 min, WA 15 W, #4218
G UL B A THRAE SR B AR AE 450 nm K
AN 25 LAY OD i, AR A v iy 4% 1153 il 41 21
ILAB.IL8 Fl TGFRI &,

1.3.6 RT-PCR # | A% 28 22 ¥ NLRP3. ASC #o
caspased mRNA K-F AL 2Hfi2H 21 5] 3% , Trizol
DAREUS RNA LR 5 BT R 45 HE A RNA R

FH I sl R SR A5 2B RNA 5 Bk ¢DNAL SRS
PL cDNA J#itie, LA B-actin AN, 7E2¢56 PCR 3
FEAC b PR A FE ) mRNA 378, 519 )5 51): NL-
RP3 | Jji#: 5-ATTACCCGCCCGAGAAAGG3~, T Jif:
5°-TCGCAGCAAAGATCCACACAG 37; ASC L ijf: 57—
GACAGTGCAACTGCGAGAAG3", T ii#: 5-CGACTC
CAGATA GTAGCTGACAA-3"; caspased |- Jff: 5°-AA
TACAACCACTCGTACACGTC3"; T #if: 5°-AGCTCC
AACCCTCGGAGAAA-3"; B-actin [ Jj#: 5-GTGACGT-
GACATCCGTAAGA3"; T Jiif: 5°-GCCGGACT CATC-
GTACTCC3". P #4414 95 CHiAEM: 30 5,95 CAF
M5 5,60 Cik Kk 30 s. SR 2 243414 NLRP3.
ASC F1 caspase- Z53L [ mRNA X} £ iK 7K.
1.3.7 Western blot #&m  FRIUE &4 2L, in A
RIPA 2L 58 3 WHEE 5 B T oKis h 5338 15 s, R )m
TE 4 CEAEF 12 000 r/min 5.0 15 min, IEE FiE
W, BCA VENE BWFW P EA S 8. IEEREAMN
anE4T SDS-PAGE BEZHLIK , B 5 e # % PVDF JiE,
FH 5% R i 2 W 2= dR A 90 min, PRAR, N A —BiHs
Pk ( E-cadherin. Collagen I o-SMA. Vimentin. NL~
RP3.ASC.caspase «B-actin,1 : 1 000) ,4 C R
7 W H AR S ALY bR e i — 5T, =R T
1 h, f&J5 ] ECL .. FH] Image J IR 73 Bk
PEIEAT 08, a5 R R BEEAE R, LB 257 5 B-
actin 1K B2 AR HU AL, VE 0 B B9 8 F1 3R 35 1 AR X 7K
3,

1.4 Zeit=abi R SPSS 22. 0 kAT Ak 3,
GERUL x =5 Fon, Z LA HCECR S K 2 07 2253
BT, WL ] LA R FH ST FEAS ¢ K5 36 LA P < 0.05
INZEFRA G L

2 HR

2.1 NAR G PF/NRATALFBEFNFM K
1 Jit7R , Control 41 /)N FRUT 41 2 45 44 52 2, Jili 0. 45 #4) 1
LRSS A0 IR ; Model ZH 1 L-NAR 2H /)N B
ZH L AL IR o ) B D Sk 1 R L A R R
S0 200 0 ¥ 30 R 1 ; H-NAR 26 T DXM 26 /) B 40
GULERE AR SE R, It v ] B R A 3 V5, AT 20 A I T
BB/ . 5 Control 4 %%, Model 2 fifi i3 %2 P43
e, 2 A g (1 =23.462,P <0.05) ; &5
Model 41 Hu#5¢ , H-INAR 41 fil DXM 434 FAI%, 22 5
HH 2 X (1=17.942.19. 322, P <0.05) , ifij
L-NAR 2R G242 X (1=3.105,P >0.05) .
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Control

3 B ok
T
K2
iy
a
% i T
! e 1
0
0
Control  Model DXM L-NAR H-NAR

1 JBEANRIALRFIEFINE HE x200
5 Control 41 1k#: ** P <0.01; 5 Model 41 Ht45: #P <0. 01

2.2 NAR 3t PF/NRAGA R T 4N IR E R
W 2 fir7R , Control 28 /)~ BRI 7 25 #4) 1E &, 8] J5T K
VLA 4E TR Model 40 71 L-NAR 21 /)N KU .45 140
WA, 8] 53 AT WA £F 4E TR HINAR 21 1 DXM 4
/N BRI 45 48 5 Ay 5 3 ) Joa AT UL /b B R 4R TR
5§ Control 41 FL4%, Model 20 fili 7 4E AL PEo 48 1, 22 5%
H4iteriE X (1 =20.239,P <0.05) ; 5 Model 4H [t
3, H-NAR 401 DXM 0P[R, 2 R A Gt F =
Y (t=13.598.16. 128, P <0. 05) ,fif L-NAR 412
STGe 2 X (1 =2.530,P >0.05) .

2.3 NAR xf PF /NRAGIE S AN A AR o HYP &
ENHM  WFE 1 PR, 5 Control 4 3, Model 21
/N ItHE BB ZH A HYP & REH N, 22 R A St
2 V(1 =24.079.64.912,# P <0.05) ; 5 Model
ZH P, HNAR ZHF1 DXM 21 /)N BRI 48 %5 i 25 23
U HYP &b, 22 5 A Gt e B (1 = 14,571
20. 643; ¢, =35.518.44. 091, P <0. 05) , 1fif L-NAR
HEF TG A2 L (1 =2.429.2.450, ¥ P >
0.05) .

2.4 NAR PF/NRATALTRBEXEFEENE
M i 3 Fis .5 Control 4 b4, Model £H /)N B Jili
YU LB ILA8 FIl TGFB1 &, 22 A 4
P2 & Y (¢ = 13.336.23.037.15.701, ¥ P <
0. 05) ; 5 Model 41 [t %% , H-NAR £ il DXM 4 /] il

3 -
£
arbey -
=y
=
£t i T
= T
Control Model DXM L-NAR H-NAR

2 FBAMRHALRTHETIAMNE  Masson x 200
5 Control 41 [k#: * * P <0.01; 5 Model 41 Hr45: # P <0. 01

®1 FHNBRHEHMHARS HYP SEHR(x 5,0 =12)

21571 fifitE 5 mg/g) HYP & £ ( pg/mg)
Control 4.651 £0.113 0.327 £0.007
Model 6.604 £0.120** 0.859 +0.010**
DXM 4.958 +0.086" 0.503 +0.005*
L-NAR 6.391 £0.092 0.841 £0. 008
H-NAR 5.355 +0.069% 0.576 +0.010*
P 231.111 1 552.500

F Al 0.000 0.000

5 Control 41 F#5%: * * P <0.01; 5 Model 4 Fp#%: ¥ P <0. 01

fitiZH 2 p TLA B TLA8 Fil TCGF-R1 &b, 22 30
it (1, =6.940.9. 634.10.955; 1, = 10. 751

16.545.12.233,3 P <0.05) , 1M L-NAR H % =T
Gt L (1 =2.721.4. 188.3. 469, 1] P >0.05)

2.5 NAR X} PF /hR Al 22 41 & Collagen I. o~
SMA .E-cadherin 1 Vimentin § B &R %7K E B9 &
Mg 4/ 4 s, 5 Control 4H H 4%, Model 2H /)N Ui
221 Collagen I.a-SMA Fll Vimentin 35 [ F ik /K
T8, E-cadherin 8 (A K FRAC, 25 A G115
2 Y (1t =30.600.26.386.62.342.,28.459, ¥ P <

0.05) ; 5 Model 2 H %, HNAR 2H #l DXM 2H /)N KR
fifiZHZH A Collagen T.o-SMA F1 Vimentin 25 [4 157K
F-BEAI% , E-cadherin 2 12K KT8, 25 A 50T
R (f, =26.462.22.200.54. 888.22.361; 1, =

28.771.24.839.60. 084.24. 495 ,34P <0.05) ,1fi



ZHEAKFFIR  Acta Universitatis Medicinalis Anhui 2021 Feb; 56(2) * 205 -

120¢ 100 i
b4 *#
i 8[] *%
= 901 i - I 54
= i1 = =24t
£ s E 60 it f:_ - it
2 60 g i 2
3 o_o 40+ 221
] 53]
= 30n =] ‘ 5]
0 0 05 = .
Contral Model DXM L-NAR H-NAR Control Model DXM L-NAR H-NAR Control Model DXM L-NAR H-NAR

B3 &KANMRMEALATR ILAB.ILA8 71 TGF-B1 FikKk L%
5 Control 41 H35: * * P <0.01; 55 Model 41 Hb%5: # P <0. 01

[ Control L-NAR

Collagen R — 120 E;ﬁl S "
G-SMA 0 S e e e 1:—%109 . iy §
E-cadherin s— . — . — %0'6 :
Vimentin - -— . ms |

fractin N T T T —
Control Model DXM L-NAR I-NAR NLRP3 -_— - W -

1 Control L-NAR

.51 - — -—
H Model [ H-NAR ARG
il ey g DEM caspase-| - - :d q -
=< 1.0 s & - .
% F [*}-actin T T T S
i Control Model DXM L-NAR H-NAR
[ Control L-NAR
Il Model [ H-NAR

herin =~ Vimentin

= L

0.0
Collagen [ a-SMA E-ca
DXM

e

B4 HAPMRMALF Collagen I.a-SMA .
E-cadherin %1 Vimentin 3 A 7k 3 Eb 8
5 Control 41 Fb#Z: ** P <0. 01; 55 Model £ [#5: #P <0.01

P

LNAR AHRE AR XK FEEZR RG24 (=
0.770.1. 365.2.936.0. 915, P >0.05) .
2.6 NAR 3t PF /\ 48 248 tf NLRP3. ASC #0

it
%

caspase-|

ES5 &KANRMAL D NLRP3.ASC 0 caspased

caspased RKixKFMRM WK 5 fizs, 5 Control mRNA 5078 £ 334k T b e
2 b B, Model 4 /) Bl 41 21 F NLRP3. ASC. 5 Control 41 HL&E: ** P <0.01; 5 Model 41 Fu&e: P <0. 01

caspase-d (1) mRNA FIEE HZRIA AN, 2R A50

222 (P <0.05) ; 5 Model 2 145, HNAR 2H 1 =

DXM 21 /) B 40 1 NLRP3 . ASC. caspased 1§ 5 18

mRNA FIEE IR B AL, 25 A S #E (P PF J&— P& PP R S0 , U 5 TR 3R
<0.05) , 1M LNAR Al =R LGB L (P > ARG I 4 W8 )y e ™ A7 A0 L e s DR P I e kg T A
0.05) . T2 IR TIRYT PF RS 259 £ 22 gz il il
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T Bz Jo S [ Wik 25 LA BB 25 0 2 3k Je A At Al e
i, {EL 2 Fh L TR & 4%, 2 LA i AS BR A L BRAT
3K BEYE T 7 97 ST AN BEARL, PR G -3 B0R YT
PF (32590 R 24 F A s S e e SRR T &
B, NLRP3 5 AE /NMA A 3005 J2 il 463 45 F1 PFJE B
KHRTHLEN " 4R NLRP3 #5E/ME 5 PF (196
R IFFEBEPEI ] NLRP3 S8 E /MA B 76 ALK A B T
BEARIZ IR 0 e S S A0 R . R R 2 PR A B 4T
Ae AL SOAE U T Rk R, JF H 25 32 2 FE M.
AWFFTIGE " NAR X PF B A — 5 (91697 FUR:
le oA A S 4 NAR AT LA 3o 400 ) /) e S5
A rf NLRP3 S0/ MA A , % LPS i 420
Wi r= AP EH . {H NAR X} PF fBCGEER 275
55 NLRP3 S5E/IMA 1AL A7 S, [ P A0 A DL 4
i AHFIEEE R R NAR REAG R0 i 3 25 %
SR PF AR, AR AL AT e 2 o i NL-
RP3 AT /IMATE AL, ok 422 il 20 2 9% P38 405 ek /0 440
ML A EL 5 ( extracellular matrix, ECM) 4 i, M1 & 4
Xt PF BIGITAVEH o

P 14 3= 2555 B A8 Ay il 4 2 45 R 1 TR S8 20
FH A1 ~ T 24 4 L ) 1% A A R TR, AR S
RS R 55/ NR A S PR AL, HE Y 4 152
£l Model 2H /Iy FUii 2 280 4 30 v T8 M i o 2%, HL i 3
Ji PR R e 9 A 4 92 Vs Mlasson %% €2 0L 4 34) il 1]
J ECM K& TR, W I IR £F 4108 1%, 5 1 A
FLER— S5 PF FR I, 4258 PF /) U A
. R EFIE NAR TG, /s U 2H 2345
ViR g W % B ST A URR B 2 0D ) I 52
NAR ] g il 40 20 FRAR Ak, 1L 2% PF EJig . fifi 4
B B2 Wi 4 280 46 0 1 PR AR B (5 B 2 — , HYP
SR IR 2T A 0 RE A A7, H B B RE i e 2 21
HP R T T 24 1) 78 A 0 A e e DR AR i
FEERE Y o ABRITLE R, Model 41/ BRI it
FEECR M A 41 h HYP &= 3 8 2% B, S
A BRSBTS R R iR NARJAYT G | 4G 5
FTHYP & B R, Uil NAR 7] LA i 2 21
HYP & &5, 8 52 il 40 234840 , 2 110 22 e il 2 21 2 4
LR .

NLRP3 4eE/IMATG LI 7242 L4 B A ILA8 , 1
ILA B ATLAESE TGFB1 (4530 , F— 25 Sl ity - je
g0 &A= T Rz 8] %4k ( epithelial-mesenchymal tran—
sition, EMT) , Jifii PF (7 a% " « E-cadherin FI Vi-
mentin J& EMT 3 2 i i 4n & PR & 1, EMT 78 PF 1Y
KRR R R E RN E-cadherin 3K T 1, Vim-

entin ik L™« ECM £ i i) Bt 5 3 LU S8
PF I HE: RN, TGF-B1 TR B T e {2 iF ECM JE
235 T AT A A0 M A LT A 4 i L
ALET 2 200 it R 4 57 M #6308 «-SMA, {2 E ECM 45T
L WCRT LA I 8¢ o-SMA [y 381 A W PE JE A,
T OL , A LA 4E 20 53 WA Y Collagen T 1 REAIE
ECM JUAL itk PR o itk — 25 ) NAR 3%
PF (9 0] GERLA , A58 N A5 TR 45 G- Ak AH G
T IR BEAT ARG D, A 455 il 2 4 rp TLA B TS,
TGF-31 &, Collagen | a-SMA.E-cadherin F1 Vi-
mentin 25 124 & NLRP3 #5E /M AH SCHE R A7K
- WS B B i A NAR 1] i 3 BRI Model
ZH/N R 2 2 e TLA B TLA8. TGFB1 & &, &K
Collagen [ a-SMA F1 Vimentin %5 [ 3k, ¥4 0 E-
cadherin % [ 3 ik, [A] B 40 il NLRP3. ASC Al
caspase- [y mRNA NEHFiA. U8 NAR fe4pH
NLRP3 S5 /IMA I Ak , B AR It 358 8 4 s g, 9 /b fie
JREE TR, IR B AELE PF (R -

25 L ik, NAR Xf SR BB PF HA —ER
OO VR FIMLA T 8 -5 400 ) Il 28 2 5 P e g
HI NLRP3 SR AE /MRS A ¢, A58 0] &y NAR JF
KT PF 25 A A i

(] 9 AR, 24 0L AF. B AR Ak R HLR] 0 5 3k e
[J]. E BRI 235 ,2019,39( 13) : 1004 - 8.
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Effect of naringin on bleomycin-induced pulmonary

fibrosis in mice and its mechanism
Jiang Yifang1 ,Fan Xiaojie2 ,Liu Xiao®,et al
(' Dept of Respiratory medicine,” Dept of Orthopaedic,’ Dept of Infection-Control , Aspiration Medicine
of The Fourth Hospital of Hebei Medical University Hebei Cancer Hospital , Shijiazhuang 050011)

Abstract Objective To investigate the effect of Naringin ( NAR) on bleomycin—induced pulmonary fibrosis in
mice and its possible mechanism. Methods Sixty male ICR mice were randomly divided into Control group, Model
group , dexamethasone group ( DXM,3 mg/kg) ,low-dose naringin group ( L-NAR,25 mg/kg) and high-dose narin—
gin group ( HINAR,100 mg/kg) ,with 12 mice in each group. Mouse pulmonary fibrosis model was established by
intratracheal one-time infusion of bleomycin (5 mg/kg) ,and mice were sacrificed after 4 weeks of drug interven—
tion. Lung mass was taken and lung index was calculated. Levels of hydroxyproline ( HYP) in lung tissue were de—
tected by alkaline hydrolysis. The pathological changes of lung tissues were observed and scored by HE staining. The
degree of pulmonary fibrosis was observed and scored by Masson staining. The levels of IL4B,IL48, TGF1 in
lung tissue were detected by ELISA. The expression levels of NLRP3, ASC and caspased mRNA in lung tissues
were detected by RT-PCR. The protein expression levels of NLRP3,ASC, caspase , Collagen I, a-SMA , E-cadherin
and Vimentin in lung tissues were detected by Western blot. Results Compared with the Control group,the Model
group showed significant lung tissue damage and severe degree of fibrosis, the lung index and lung tissue contents of
HYP,IL43,IL18 and TGFB1 increased. The mRNA and protein expression levels of NLRP3, ASC, caspase , as
the well as the protein expression levels of Collagen I, a-SMA and Vimentin increased , while the expression levels of
E-cadherin significantly decreased,and the difference was statistically significant ( P <0. 05) . Compared with the
Model group,the degree of lung injury and fibrosis were significantly improved in the DXM group and the H-NAR
group. The lung index and lung tissue contents of HYP,IL43,IL48 and TGF{31 decreased. The mRNA and pro—
tein expression levels of NLRP3, ASC, caspase ,as the well as the protein expression levels of Collagen 1,a-SMA
and Vimentin decreased , while the expression levels of E-cadherin increased , and the difference was statistically sig—
nificant ( P <0. 05) . However, there was no significant difference in relevant indicators between the L-NAR group
and the Model group. Conclusion NAR can effectively inhibit bleomycin-induced pulmonary fibrosis in mice, and
the mechanism may be related to the inhibition of NLRP3 inflammatory corpuscles activation.
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