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BWE:BY HTERLF T RERER X RSB e E AR RIG ik BEZILFMAR TR T LAk EERER XA,
Fo 2B T 89 40 RKR MG A AL B 20,5 0. 5% B FRLF 4 FM(CMC - Na) |, FFH 236 P . & A Z4(C, 4.C, 20 .C, 4,
20,40,80 mg / kg) , o EAANL(D 28,10 mg / kg) , & 8 R 5 5 LI 8 A K KA AR F R4 (A 48,5 % 0. 5% CMC — Na) , TR R LE W
Fo R AL Sk F RSE, A ARAR AR R A AL 15 min J5 , &K R4 51 VUR S AR B 25 4 K 0. 5% CMC - Na, # AH - 40 (HE) % &, LA
BREZEL R T 25 5 R R & B B AL AT AU A S ILET (SCr) Ao & & FU(BUN ) ZKF 5 SRR B % 52,92 7R P 3X 3 (ELISA) sk Al o M4 2 i 9 e
B AR X M5 E B E G (NGAL) VB34 & F 1(KIM - 1) & e 6(1L - 6) . @ fmieA-& 1B(IL - 18) M IFRL BT — a(TNF - )k
P RAFARE LB 00 & kA AR 2R 7 B (MDA ) iR, R 3 7R vd RAC B A ] B Rk 20 2R A% R AL S AL B (SOD ) 7 5 R
Je. 9% ¥ i (Western blot) 4o B AEZL LA B 45 R B T 40 & 2 A8 % B F 2(Nif2) (o 20 & ho B — 1(HO — 1) M H B 45 & 2 MR E &5
RERE I T Ao B G M2k 3(NLRP3) R G A B KT R BAXKZBA, B NEES, KT X iz E RN E;C A
KAABEEA REXMamZEEDE;CARXRREMMRZEAZEM, CARK TR EFFNE.5 Bk, C 40,4,
C, 28K R 427 SCr,BUN,KIM - 1,IL - 6,IL - 18, TNF — o K- Fo KAk £21 22 NLRP3 & § & ik KP4 2 FBAK(P <0.05), FAE4 4
HO -1 F@AZXKFHIEEIH(P<0.05);C,28.C,AK R sk NCGAL K-F3 2 FHAL(P <0.05), IR SOD & H ) B 538 7%
(P<0.05),Nf2 B kB KPR EFIH(P<0.05);C, A KK BNMELLLE MDA RE R FHIL(P<0.05) &t EHeFTai@d
BE Nef2 / HO - 1 155388 f dph) NLRP3 S bk MRk A | i AR Sk BB o A0 OB, Mo 8, 88 IR A B2 A G
XEW: I H e Em; R ARG BERRTLZ 2MAR T2/ ha i mif - 1| B5aR%  BFRESENRE S TAR
T 9 Al R G AR 35 4E R AL
Effect and Mechanism of Diosgenin on Renal Function Injury in Sepsis Model Rats
HE Yiping' ,YIN Jinjun',YU Xie’, ZHANG Lin',SUN Yong'
(1. Banan District Traditional Chinese Medicine Hospital ,Chongqing ,China 400055; 2. Chongqing Traditional Chinese Medicine Hospital ,Chongqing,
China  400021)

Abstract:Objective To investigate the effect and mechanism of diosgenin on renal function injury in sepsis model rats. Methods Sepsis
rat models were replicated by cecal ligation and puncture. Forty successfully modeled rats were randomly divided into the model
group [group B,equal volume of 0.5% carboxymethyl cellulose sodium (CMC - Na)],the low - ,medium — ,and high — dose
groups of diosgenin (groups C,,C,,and C,;20,40,and 80 mg / kg),and the dexamethasone group (group D, 10 mg / kg) , with
eight rats in each group. Another eight rats were selected as the sham — operation group (group A,equal volume of 0.5% CMC — Na),
with the same procedures except for not ligating the cecum or puncturing with a needle. After 15 min of modeling, rats in each
group were injected with the corresponding drug or 0.5% CMC - Na intramuscularly. Hematoxylin — eosin (HE) slaining was used
to observe the morphology of kidney tissue. The automatic biochemical analyzer was used to detect the levels of serum creatinine
(SCr) and blood urea nitrogen (BUN). Enzyme — linked immunosorbent assay (ELISA) was used to detect the levels of serum
neutrophil gelatinase associated lipocalin (NGAL),kidney injury molecule — 1 (KIM - 1),interleukin — 6 (IL — 6),interleukin — 1B
(IL = 1B),and tumor necrosis factor — o (TNF — ). The thiobarbituric acid (TBA) colorimetric assay was used to detect the
concentration of malondialdehyde (MDA) in the renal tissue, and xanthine oxidase method was used to detect the activity of
superoxide dismutase (SOD) in the renal tissue. Western blot was used to detect the expression levels of nuclear transcription
factor erythroid 2 — related factor 2 (Nrf2) , hemeoxygenase — 1 (HO - 1), NOD - like receptor thermal protein domain —
associated protein 3 (NLRP3) proteins in renal tissue. Results Mesangial proliferation,renal tubular atrophy,and a large number of
inflammatory cells infilirating renal tubules were observed in group B;mesangial proliferation and a large number of inflammatory
cells infiltrating renal tubules were observed in group C,;infiltration of inflammatory cells was alleviated in group C,;normal renal
tubules were observed in group C,. Compared with those in group B,the serum levels of SCr,BUN,KIM - 1,IL - 6,IL - 1B,
TNF - a,and the expression level of NLRP3 protein in renal tissue in groups C,,C,,and C, significantly decreased (P < 0.05),
while the expression level of HO — 1 protein in renal tissue in groups C,,C,,and C, significantly increased (P < 0.05). Compared
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with those in group B,the serum level on NGAL in the renal tissue in groups C, and C, significantly decreased (P < 0.05),the

SOD activity and Nrf2 protein expression levels in the renal tissues in groups C, and C, significantly increased (P < 0.05),while

the MDA concentration in renal tissue in group C, significantly decreased (P < 0.05). Conclusion

Diosgenin may inhibit the

expression of NLRP3 inflammasome by activating the Nrf2 / HO - 1 signaling pathway, alleviate inflammatory and oxidative stress

responses,in order to alleviate sepsis — induced renal injury.

Key words: diosgenin;sepsis;renal injury;Nrf2 / HO — 1 signal pathway; NLPR3;mechanism

JHe B A S LA e M s 07 A 2 1+ B ) A8 M A i
F 2% B DIRERE RS, TR0 I PR EE B 5 1Y R 20T R
PR 22—V BREERE & 1 B D e 4140 o 3k 50%, 2k
A IRIT IS 22, 36T % 5, HET W A RURIT 7
R B BT N IR E R, B DU DU
Yo PUR YUK TR LR 2R AT R e A
gt 033 5 B R AN TG 28 L EARVE AL A% 5% 5%
R F2LZ 2 MR 2 / LT NS - 1(Nef2/ HO - 1)
15510 5 HL A R 40 i S A — PUAEAL DR g 1 I R
S5 LT AR 2 1 A SR AL R T Sk R O i
T, Hoal R R A S IR S S R E E T
FE SR 1 45 7 832 14 3 (NLRP3) |, 2% fift e 5 5iF A ¢
B DIREI ). HRT, v ANTE 2 B e I a5
Nrf2 / HO — 115 53 % 1711 28 fiff e 5 i ' T Re #6140 o A< F
8 R T S U I R AR Y K R T R AR 4T3 11
Ve B AE FPLE BRI AN .
1 Mel5H%
1.1 B RA5HY

1A% : AU400 B 4 [ 8l A AL 3 T4 L UIS2 RG24
45 ( H A Olympus 23 ) ) 3 5200 5925 58 AR AL (26
[ Invitrogen A H] ) o

K25 EE LA [ 5 R YS - (usp) - 0701, 41 )% K
95% ], FAZM LA 28 6 (1L — 6) BEIB e 28 W B 56 (ELISA)
A& (H2 5 W RABO311 - 1KT) , 140/ 25 1B(IL - 1B)
ELISA it % & (125 5 RAB0277 — 1KT) , ¥ [ 2 [
Sigma — Aldrich 23 7] ; J2 F L £F 4k Z 40 (CMC - Na, )™ 4
KT 2 A Wy BB A RN |, 5845k 27290) 5 M ZE K A
(g 2 Sk A AL B A BR 2N A, 92454 D829854) 5 1
#1043 - 1(KIM - 1)ELISA X7 & ( ¥ 38 43 4L Wit
HARNAF, 5 N YS - B55569) ; I SR AL T - o
(TNF - o) ELISA 5] & (I BB A MR A BR A ]
525 SP10205) 5 T§ - (MDA )i 57 & (R DU Sk Hi b
YR AR AL 55 0 E - BC - K025 - M) 5 #8 4
bW A il (SOD ) I & (& MRS /R AL W R A R
AL 5 N LE - 1 - 062) ; Nef2 —#i (555 ab137550) ,
HO - 1 —4i (%25} ab146522) ,NLRP3 —#i (155 K
ab152347) , 210 F Y2 [E Abcam 24 F] 5 HMEE - 3 — B IR
Jif6 Ui (GAPDH ) —471 (#2524 ZB15004 — HRP - 100) ,
GAPDH —#Hi (#2525 GB15002 — 100) , AR 11 48 Ak 4y ity
(HRP, 1852 GB23302) , #10 [{ s I ZE4E IR A= W Bk 47

PR 7 5 R R 200 i B e Tl A S i oA 3 R
(NGAL)ELISA i3 &5 (555 5 PN758) , Nief2 — 40 (925
S AF1609) ,HO - 1 —4i (5358 AF1333) , 2404 7 24
R AR A B2 F] s NLRP3(E[E Cell Signaling
Te(:hnol()gy/éx\ﬁj L5 R 151018) s 93 ARKE — 4L (HE) G
R & (L RS ERHEA R A R, 7858 G1120) .

¥y : SPF g B SD MM K FL 56 H, 8 ~ 10 JiH i,
PR (230 + 10) g, 308 [ At 50 438 F) 46 52 5% 3h P £
ARA R A AV A5 SCXK (51)2016 - 0006,
T 3% TR (25 £ 0.5)°C XTI (50 + 5)% .12 h/
12 h BB A B A6 T, A b & oK, 2 J 3 XU R 46
TR SIS ST A 3R IR AHESE i R A R R
X rp R BE s 1 Hilap 22 51 A it
1.2 Ak

TR o325 45 24 R TR W 45 FLR 28 ) v A At e
B ORE A A R RO B 48 UK R, 1% 1B HE -
(0.04 g/ kg) RIER B, AT IEHR Y0 3 em, TR HHH
o K ZAEHERT EE AL, 5 7 0 L4l L, 8
TG BREAT F 7, 0 18 Sk FhiZ B ik, 5%
FEBF R EDTT 0 2608 W E I EE D, 2 2% 51
MR ERAET 8 K F A% 1 40 R FRBEHL 23 A 1574 441
(B4) , ZEHi e H L o =R =L (C 4 .G 4l .C4),
HIZERMNAL(D ), 45 8 H o 7 B8 HORFR I M B FAR 4
(A4L), BRI LSS E i A &Sk g2 il 4,
A IRA R B BRI T /K, 0. 5% CMC - Na fi B
BAH O R B, B B0 o 15 42 15 min Ji5, D 41 R FBRWLIAI T
5110 mg / kg HLZEK IR, C 2H .G, 2H L Co 4R B2 S
A5 20,40,80 mg / kg EHTR T, A4l BA R BRALA
54545 0. 5% CMC - Na,

FEARWCEE 45 25 )5 24 b, O BE SR LM, 23R &
2 h, B0 (5538 3 000 v/ min) 10 min, Y& 4 103 , &
= 20 CUKFHPRAT, 25 FH 5 I 00 b E A R, BB O, 38 40
ZHZUE 10% P [E 7 , 38 dH4UE - 80 “CUKFETRAF o

M UEF (SCr) F1 R 22 (BUN ) K SEAG I < B i , 5%
FH 4= A sh A=A BSOS 1L 7 SCr A BUN JKF- | B 4E 48
RS MU A

ELISA A0 248 e P 7K« UL i , >R F ELISA 2%
K0 1fL 7 NGAL, KIM - 1,1IL - 6, IL - 18, TNF - o /K
I PRAEA IR S AR S T Ui A

HE Y& (o7 08 B IE 4L SO 2 - BUE 2 F 10% H
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PR, SR G B BT BK, & RS
B, A W S5 U0 R R 6 wm) , VI F TS FH 3 ARG
Yot 1% MR OB b, B, OB - fRrar g e &
SR, B W IR A TR E R SR
o2 B A R R B IR SRS .

B 20 20 v MDA ¥ B2 L SOD I 4 A il . B
— 80 “CUKHH B IEZH 21 30 mg, R FHBRAC I L 22 1L (7
AT MDA ¥ B, R FH B G4 S AL B A DN SOD 3 1

1 2 EJ 78 ( Western blot) ¥ & 1l Nrf2, HO - 1,
NLPR3 25 1 28k 7K1 « e i 28 2 B 5] i FH 36 B
PR A, R BCA R 2 B AR E , AN,
B 40 wg A EREFLIEA T+ e FE R R A0 — S PR I Tk
iz R g B 7K (SDS — PAGE) , 2 Y8y 15 MRk} 21 31K 43 15 e
BAY JER S, R i P ) P FEL AL (250 mA) #5882 B i —
B (PVDF) I -, 5% W RE s 2= P2 R 1T 1 h,
fiINef2, HO - 1, NLRP3, GAPDH —#7(1:1 000,V/ V),
4 °CHEE 7%, I PBST i 8 3 X, &K 5 min, Jil Nif2,
HO - 1,NLRP3 —#(1:8 000, V/ V) } J HRP kRic iy
GAPDH — 1 (1:8 000, V/ V), I KB F 1 h,
PBST iUk 3 UK, BHIK S min, K {24 &bk o, &
FABE I AR A3 BT ASO S 0 25 R A T 6 B AW o
1.3 SitFE4aE

K H GraphPad Prism 8. 0 G i12# 8 {443 A7 o 111 9%
R X + s 3R, 22 0] FLRCR FH LR 2 2250 A7 7E
5 H AR LR SNK - ¢ /56 . P < 0. 05 2%
SAEGIFE L,
2 R
2.1 Xt SCr,BUN,NGAL,KIM - 1 7K F 80

5 AL, B AR FUME SCr, BUN,NGAL,KIM - 1
KR ETE(P<0.05); 5 B4 tlﬁﬁ,czéﬂ\(bgﬂ\
D 2H K B SCr, BUN, NGAL, KIM — 1 /K -3 g 2 %
5%, C, 4 KB SCr, BUN, KIM — 1 7K - #4) i 2 F# %
(P<0.05), H C 4 . Cy2H . Cy2H 55 45 0 B A%
(P<0.05) 7L 1,
2.2 Xt IL - 6,IL - 18, TNF — o 7K FEHI 540

H5AH R, BAKRRIMEIL-6,IL- 18, TNF - «
K B ETHE (P <0.05) ;5 B, C 4 . C 4 .
Cy4H D4 KU IL - 6,1IL — 18, TNF — a /KF-3) it
FREAR(P <0.05), H.C 4 (Co 41 | Cy 2 B ) AR Ak b
(P <0.05) ;5 Cy 4 Heds, D 40 K BUMLE TNF — o 7K
WEFE(P<0.05) 3132,
2.3 XEHEALRSHRN

A REEEHLIESIER , B /NER B /INE S5 1
T B ALK BRI AL B NVE SR, RERMEAIIER
T /N T 5 5 C 2K B R g 2 | R a4 1k At M VR )
B /INE 3 Co L K AR AN MR B 287 5 G 41 DAL R

60

F1 HHAKXRIMESCr,BUN,NGAL,KIM - 17k F tb 3
(X+s,n=8)
Tab.1 Comparison of serum SCr,BUN,NGAL and KIM - 1

levels in each group (X + s,n = 8)

sl #HZ(mglkeg  SCrlmmol/L)  BUN(pmol /L) NGAL(ng /1) KIM - 1(ng /1)
A4 5.41£0.73 36.45£2.16 16.16+3.15 2.46£3.15
B4 12.85£1.25° 68.47+4.38° 3.25+3.48 96.45+5.89'
04 20 9.56+ 1.0 60.25+3.44° 30.56£4.15 86.48+7.15°
4 40 748086 50.65£4.50" 24.19+3.01 68.76+5. 88"
(] 80 6.19£0.73* 44583580 19.55£2.76%4  57.43+4.96%4
D4 10 TI8+ 116" 48.48+3.87" 20.332.40% 54,4948, 144
i 61.412 .0 36.641 135.325
P 0.000 0.000 0.000 0.000

E:HAMWLE P < 0.05;5 BAaL4 P < 0.05; 5 C, 4
JeE, 2P < 0.05;5 C, 404 ,4P < 0.05. .2 £ K 4R,

Note: Compared with those in group A,"P < 0.05; compared with
those in group B,*P < 0. 05;compared with those in group C,2P < 0.05;
compared with those in the group C,,AP < 0.05 (for Tab.1 — 4).

®2 HHKXBRMFIL-6,IL - 1B, TNF - a7k FLLEE

(X+s,ng/mL,n=8)
Tab.2 Comparison of serum IL - 6,IL — 1§ and TNF - «

levels in each group (X + s,ng / mL,n = 8)

s #E(mg/kg) IL-6 IL- 1B NF - a

Aa 9.12+0.82  42.16+3.15 51.35+6.77
B4 16.46+1.04°  203.16+21.05  141.36+8.49
(il 20 14.56+1.13° 178,45+ 16.47°  123.48 £ 10. 18’
(01 40 12,35+ 141" 159.48 +13.56"*  103.95« 10. 41"
C,a 80 11.37£1.26"  86.15£6. 154 86,158,474
D4 10 12.49 1,08 10346+ 10. 14°% 98,48 + 6, 48"
Fif 39.947 173.029 104. 618

P 0.000 0.000 0. 000

E: 5 CAE PP < 0.05. R4 F
Note: Compared with those in group C;, “P < 0.05 (for Tab. 2
and Tah. 4).

C,4a C 48 [DE::
E1 SEAXRBHEALHELERE(x100,n=8)
Fig.1 HE staining morphology of renal tissue in each group

( x 100, = 8)
B AT WL 21 TR A B/ INVE TR DLIET 1
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2.4 YHEBEAL MDA iR E .SOD &I S50

5 AH R, B A K S E4 2L MDA W B B 2% Tt
(P <0.05),S0D 15 i #0055 (P < 0. 05) ;5 B4R,
C 41 DA FUR L MDA e 44 g 5 F%AIR (P < 0. 05),
Co2H . Cy2H D 2 K BRUE I 2H 21 SOD 3 M 14 1 3% 1 5
(P<0.05);5C b5, Co 4 R EUE IEL ST MDA ¥ &
W EREAR(P <0.05), C 40 . D 2H K B EZH 21 SOD ¥
PR TR (P < 0. 05) 3 WER 3,
*£3 BAXRBHEALMDARESSODFMHLK(X +5,n=8)
Tab.3 Comparison of MDA concentration and SOD activity in

renal tissue in each group (X = s,n = 8)

SOD[(U/mg))+pro]

w5 #E(mg/kg) MDA[ (nmol / mg)-pro]

A4 1.46£0.36 19.15+2.56
B4 3.08 £0. 86" 8.48 +1.45
(o1 20 2.75+0.55 10.46 + 1. 39
C,4 40 2.46+0.38 12.09 + 2. 02*
(0%:1 80 1.73 0. 4274 15.38 « 1. 02%44
D4 10 2.34+0.51* 15. 15+ 1. 5144
Fia 10. 235 39. 808

P 0. 000 0. 000

2.5 XSAFELE Nrf2, HO - 1,NLRP3 EE 35K FEL IS0
5 AA R, B KRR EIHLI NG FIHO - 1
FIR KO- B EREAL (P < 0.05) ,NLRP3 & (1 22357k F
BETHE(P<0.05); 5 B4, C 4 .C,4 .Ci4 . DA
KEERHAZIHO - 1 ERARRKFE BETHE(P<0.05),
NLRP3 2 [ £ kK P35 B F MK (P <0.05),C, 4 .
C 2H D 41 K BB W 2H 2 Nef2 2 (1 3634 K 1 3 s
(P<0.05), H C 4 .C 2 . Cy 2l 550 AR A A / T
F(P<0.05); 5 Cy4l HeE , DAL R EUEAEHZUHO - 1
AR BRI EFEIL(P <0.05) SR E 2 F1g 4,

AML Bl oMl oMl 4l D4l
N2 D e s D _— ;00
Ho - 1| (D o —— e S —_—

NLRPS e I S e — 15 000

GAPDH “ms WS A S - s

B2 BHEKXRBEMELN2,HO - 1, NLRP3EHRIEKTF
Fig.2 Expression levels of Nrf2,HO - 1,and NLRP3 proteins in

renal tissue in each group

3 3

' HEE X T A R ATLAC (8 K FL f 5 L R BT 47 HETHEA
f AR E S L B S B S Re e B
/INERUE T T REZ W R AR, SCr A BUN ZE (R Y B L, ™
f& T HLAAER HETS T T e REAE A P D BE B 473 19 % LB 1A
NGALTEIEH 18 &0 & nl e 25 P A 40 i) 15 /N Bz 20
J oAk, A U B LR D RE 78 S B AR5 P A R A

x4 BAXRBBELNS2,HO - 1,NLRP3EHRIXKE
BB (X £5,n=8)
Tab.4 Comparison of the expression levels of Nrf2,HO - 1,and

NLRP3 proteins in renal tissue in each group (X + s,n = 8)

ma #%(mg/kg) Nif2 HO - 1 NLRP3
A% 1.9540.15  2.76+0.38  0.41+0.06
B 0.23+0.08°  0.09+0.01" 1.68+0.21"
C,4 20 0.36+0.05  0.37+0.05 1.37+0.15"
C,4 40 1,020, 12  1.13+0.13**  0.98+0.08"
C,4 80 1.57+0.16"4 1.76+0.16**4 0.87+0.07*
D4 10 1.73£0. 1924 1.37+0. 135 0,76+ 0. 05**4
FA& 235.751 218. 090 116. 741
P 0. 000 0. 000 0. 000

PR S PEERAR SR KIM — 1 78 B I T iy /N5 20 i b
B (3 P 4 = ) =i 7 e Rl = S i1 I (1874l s 211
Bl BFFLO) AR B 5E 45 SR R, B 41K BRUIML T SCr, BUN,
NGAL,KIM — 1 7K-F-# 25 3Rk RAMEIE 5 S 808
Diteti o & WUAR DI RE AL E BUS 1 N E HRHEY)
LR AR RS , HAT PR s B B RET)
W AL BB, 5 B A, C 4 . Co R BRI v
SCr, BUN,NGAL,KIM - 1 /K-35 3 FEAL(P < 0. 05) , 4%
HH 25 B0 1T ] BE X M BT B D R A AR AR L (H
LA FABLE w5 i — 2D AT

Jie 5 i 8 2k Z2 Rk AR B & B D Re i, i gk A
Tk BE RS MR AE B T RE B3 10 &R R R R
VI Y4l ki B Dhse it i R E 1L - 6, 1L - 1B,
TNF — o 552 85 22 35010 MDA ¥ B T 55, SOD 1 4 I
55, 7 A ad B AR N B AR SR A SR R, S A4
LB RRIMIE IL - 6,IL - 18, TNF — a /K B E T+
(P <0.05), 2028 MDA ¥ % & 2% T+ (P < 0.05),
SOD 1% PE B2 55 (P < 0.05) , B 4414 HE Y a1 I,
R A B/ NS S A, IR R A IR 1
NI T G2, 2 I e i A 8 K B T g i 45 ™
R T AN B bR LR B TR R
Gl 5 Bl #, Co L R BRI IL - 6,11 - 18, TNF — «
T34 B BRI (P < 0.05) , B IEZH 21 MDA ¥ i I 2%
FEAIK(P < 0.05),SOD 3G i #3538 (P < 0. 05) , £
TR B % il e B AE T B0 Sk BT SRR B A b
R SN S Al =g I8

N2 2 1875 40 B X Bt 1 >k 554 i 8 Ak 6 40 1 O ke
AT, S 5 RAEGE B AN 5, 0 R g
AR AR AR IR, SPUA L R N e
FHEAE R, 1 BILAAR ) SR A D - 5 4 Ak 1 1 38R
AR Nef2 AE St b HO - 1R 3RA , SEEXT
BUARRRA 0 5T & B, I HO — 15 3458 SOD AYTS
PEUST B Nief2 / HO — 1 53 i T B0 IL - 6, 1L - 1B,
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TNF — o (235016170 Nef2 FHO — 12K P78 e 2 4
OyRE s b SRR HLR™ B4 3 R BUNe2 / HO - 1
L%Iﬂﬁal@i&ﬂi&,xﬁ'%‘ﬂﬁﬂ@%%ﬁ?ﬁﬁﬁ@@%’% 18-197 NLRP3
VE S 2 /N, 70 40 M 453 10 1) 58 14 240 J 3 i o 1) 358
KV T AR R R R 2 AR R R L
AL HEEL B ZH K BB IEZH U Nef2 FTHO - 188 R kK
-1 B FH AR (P < 0. 05) , NLRP3 2 4 %A /K 3% 7t
5 (P < 0.05) , F WAL F DI BES 11 Nef2 / HO — 1
15 5 3 3% 1 B 4B AL 1 32 HULR ZE LAY 52 e, A T4 AR
A HURRIPTAAALRE JTBEAR , S BRI R PER - 4]

PR AR R ZETL s 5 BAL AL, Co 2 G R LB 4 21

Nrf2 I HO — 138 F 3R kK- 8 3% Thi (P < 0.05)

NLRP3 £ R KK R H BT (P < 0. 05) , KB #55

TR AT B A BORE Nef2 / HO — 15 538 % & P A

PERT, S R M/ MA | B AR R K K7, 358 SOD 1%

i U\Wﬁﬂ?%ﬂﬁéﬂaxlﬂiﬁaﬁ%ﬁﬂﬁx P 20 it 2 11

JERAL RO G, 5 IR 22 fifk M BERE B D Be b s o
5 LTI R T AR AL 0E Nif2 / HO - 1%

530 AN NLRP3 R M/ MA IR | 182 28 M S vy il

AU AR VRS E DTG R B e B A T e A A fR A

JIE o AELAS BIF 5 Hh A AT) A0 R ) 38 1 X TR R 2 e

PO HYFEE , Nef2 / HO — 145 5 18 B 2 75 2 HofE— 1
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