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i e 2% Bt iy M. )k, R 300060)

[(# ZE] B8 BTEITRE G SRS WEHZREN 3 (NLRP3) &M/ I B 5 IR
BRI (UUO) M7 ] T 2F 4 Ak h f VR0, JF B el e A VR JHALE o 7 ek s filt BRAE 1 Wistar K
B30 HBEHLN W T AR (n=6) MUUOM (n=24), BTARUEKRBASERIRERLESL, UUOH
ST RIG 3. TR 14 d AR FE R B, Jf 4k BAL BRI ] 23 S UUO 3d 24 (n=8), UUO 7d#4H (n=38)
FUUO 14d4 (n=8). HE 4L i Fll Masson 4 {6 W52 45 41 K B 4L 2005 B A R 80, 50) & A I 4% 41
KRBEHALTH @ (MDA) K. #EMADEAR (SOD) EHEMBEMER (HYP) KF, R
ALK A AR B A o PR IUILEIE T (a-SMA) AR F BL (TGF-BL) HEHE
ik 7KF, Western blotting ¥5 K I 45 2 K BUE 4120 NLRP3 # 1R A KF. 48 HEQ (@, UUO4
KB B B NEY IR, B RSO RS S, T LA 2 RAE AN MR, A B /N I N RT DL 1
R, ST ARAILE, UUO 3d4H . UUO 7d4F UUO 14 d 40 K BLHE Y & 5[] 57 2F 46163745
P8I E (P<<0.05); 5UUO 3d4IMUUO 7d4l i, UUO 14 d 41k B HE 4L @ ' 18] i 25 4 1k
WA BB TR (P<<0.05). Masson 38, UUO 41K U 18] 5T 4 4iF 40 i 52 i B 2, mT O B i 27 2 41 40
Wk B UUOE BRI, REGBE /NS, BRI SS9, RFETAEE L, K
TR IR DU AR N . ST ARAE, UUO 3d4l. UUO 7 d4H 1 UUO 14 d 41 K i Masson
e fo B 18] J5 £ 40T 0 BB B T (P<<0.05); 5 UUO 3d41fUUO 7d4ltb#, UUO 14 d4 K
Masson %t {6 5 [a] 5 £ 4E 46 F 20 B 8 7H i (P<<0.05). SFARA L, UUO3d4H . UUO 7d4H
UUO 14 d 21 K BB ' 2120 sh MDA K381 87k (P<<0.05), SOD 3ifi 4 B i F K (P<<0.05).
SERFARALE, UUO3d4. UUO 7dHF UUO 14 d 28 K S BHA B 20 21 HY P /K2 0 5 7 55
(P<C0.05); 5 UUO 3d 4ik#, UUO 14 d 4K RAEBHM B 020 HYP AKFW i Fh (P<<0.05),
AL, SEFARMALE, UUO3d4l. UUO 7dHAMUUO 14 dA K R'E AL H «-SMA
HZAKFH BT (P<0.05); 5UUO3dAMUUO 7d4 A, UUO 14d4KRE441H SMA
HEHAFAKEHH R TR (P<0.05); HEFARMAELE, UUO3d4 . UUO 7d4 M UUO 14 d 4K
B /NG T R 4 LR N A IR BT 2 2 TGE-B1 8 3R IR KB (P<<0.05); 5 UUO 3d4ltt
B, UUO 14 d R BB /NS b R4 F S /NS [ i 8L TGF-Bl S H R B/KFH B I m (P<
0.05). Western blotting %, S5 F AL i, UUO 7d4 A UUO 14 d4 K RE A4+ NLRP3HEH
FRKFH BT (P<K0.05). £ : NLRP3 &4E/MATE UUO KU £F 4 1 ad 78 b & 1% 5 5245
L AR R HLE S A AR S i TGF-B1 8 A R KK TR A .

[X§RA] BB WIREEZ R E 1 3; BRI BAbA KT Rl B0 4 bR 45 FEBH. 5
B ) S 2T 4 Ak

[FES%ES] R692 [XEtRERB] A

[(KkFmEH] 20230714

[(EE£TH] HERELAFRITRTE (2019YFF0216502); KHETH TEZEEE 4R (LR @imE (TIYXZDXK-071C)
(MEHEBN]  Buas (1977—), %, BELAG/RETA, FIREM, B, F2AEEIRI2H s,
(BEMEE] KT, FEHIF (E-mail: pzhang@tmu.edu.cn)



588 TR (M) 450% 453 202445 A

Effect of NLRP3 inflammatome in renal interstitial
fibrosis induced by unilateral ureteral obstruction in rats
and its mechanism

RUAN Yingxin', JIA Junya', WU Zhanfei', SHANG Wenya', ZHANG Pengyu”
(1. Department of Nephrology, General Hospital, Tianjin Medical University, Tianjin 300052, China;
2. Department of Blood Transfusion, Tumor Hospital, Tianjin Medical University, National Clinical
Research Center for Cancer, Tianjin 300060, China)

ABSTRACT Obijective: To discuss the effect of NOD-like receptor protein 3 (NLRP3) inflammasome on
the renal interstitial fibrosis in the unilateral ureteral obstruction (UUQO) model rats, and to clarify its
potential mechanism. Methods: Thirty healthy male Wistar rats were randomly divided into sham
operation group (7n=6) and UUO group (n=24). The rats in sham operation group underwent the
dissection of the ureter without ligation, while the rats in UUO group were sacrificed on the 3rd, 7th, and
14th days after operation, and based on the treatment duration, the rats were divided into UUO 3 d group
(n=8), UUO 7 d group (n=8), and UUO 14 d group (n=8). HE staining and Masson staining were
used to observe the pathomorphology of kidney tissue of the rats in various groups; reagent kits were used
to detect the levels of malondialdehyde (MDA), activities of superoxide dismutase (SOD), and levels of
hydroxyproline (HYP) in kidney tissue of the rats in various groups; immunohistochemistry method was
used to detect the expression levels of a-smooth muscle actin («-SMA) and transforming growth factor-g1
(TGF-B1) proteins in kidney tissue of the rats in various groups; Western blotting method was used to
detect the expression levels of NLRP3 protein in kidney tissue of the rats in various groups. Results: The
HE staining results showed significant tubular dilation, interstitial edema, and widening, with increased
infiltration of inflammatory cells, and shedding of epithelial cells was seen in parts of the tubular lumina of
the rats in UUO group. Compared with sham operation group, the interstitial fibrosis scores of the rats
in UUO 3d, UUO 7 d, and UUO 14 d groups were significantly increased (P<C0.05); compared with
UUO 3 d group and UUO 7 d group, the interstitial fibrosis score of the rats in UUO 14 d group was
significantly decreased (P<C0.05). The Masson staining results showed that in UUO group, there was
evident infiltration of inflammatory cells in the renal interstitium and a noticeable increase in fibrotic tissue
proliferation; with the increasing of duration of UUO, some tubular structures disappeared, and the
interstitial widened further with gradually increasing collagen deposition, particularly at the corticomedullary
junction. Compared with sham operation group, the interstitial fibrosis scores of the rats in UUO 3 d,
UUO 7 d, and UUO 14 d groups were significantly increased (P<C0.05); and compared with UUO 3 d
and UUO 7 d groups, the interstitial fibrosis score of the rats in UUO 14 d group was significantly
decreased (P<C0.05). Compared with sham operation group, the levels of MDA in obstructed kidney tissue
of the rats in UUO 3 d, UUO 7d, and UUO 14 d groups were significantly increased (P<C0.05), and the
SOD activities were significantly decreased (P<C0.05). Compared with sham operation group, the levels
of HYP in obstructed kidney tissue of the rats in UUO 3 d, UUO 7 d, and UUO 14 d groups were also
significantly increased (P<C0.05) ; compared with UUO 3 d group, the level of HYP in obstructed kidney
tissue of the rats in UUO 14 d group was significantly increased (P<C0.05). The immunohistochemistry
results showed that compared with sham operation group, the expression levels of «-SMA protein in
kidney tissue of the rats in UUO 3 d, UUO 7 d, and UUO 14 d groups were significant increased (P<C
0.05) ; compared with UUO 3 d and UUO 7 d groups, the expression levels of a-SMA protein in kidney
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tissue of the rats in UUO 14 d group was significantly increased (P<C0.05); compared with sham
operation group , the expression levels of TGF-A1 protein in renal tubular epithelial cells and renal tubule
interstitial tissue of the rats in UUO 3 d, UUO 7d, and UUO 14 d groups were also significantly increased
(P<<0.05); compared with UUO 3 d group, the expression levels of TGF-f1 protein in the tubular
epithelial cells and renal tubule interstitial tissue of the rats in UUO 14 d group were significantly decreased
(P<<0.05). The Western blotting results showed that compared with sham operation group, the
expression levels of NLRP3 protein in kidney tissue of the rats in UUO 7 d and UUO 14 d groups were
significantly increased (P<C0.05). Conclusion: The NLRP3 inflammasome plays a critical role in renal

fibrosis of the UUO rats, and its mechanism may be related to the increasing of oxidative stress and the

increasing of expression level of TGF-81 protein.
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B £F Al e —FP i UL e B B, BB 0 RUR 1
B AR R VR R 0 T DL Ak 2 i R A AR M IDE 5
(end stage renal disease, ESRD). B £F 4Efb11) % J5
PL i AR SE 4 P, H R RRIRy Or ke, H
0] 28 fif (B IR AR 0 A 2 R R AT DU i
FY ARy R, WMARAE . MMPET . FAN . -
Bz - 18] 1 % Ak . AN g Ah Bk B I0 BR RN A o T B A
W IR 456 S AL LS W B 2 R 85 11 3 (nucleotide
combined with structure of oligomerization domain
receptor protein 3, NLRP3) % fiE /M FE B IE 55
MRS RSB R IEREEEM . PR ™ Bos:
TE18 M B ES  (chronic kidney disease, CKD) %
B 2T 4 4k HE B BE T NLRP3 R 2 b 2R 1 K 4
R | M K f# B (cysteinyl aspartute specific
proteinase, Caspase) -1 [13RiK7KF W] W F+ i,
P&/ NLRP3 R4 /MK AT REWE G I 2 5 B 4 4 ik
AT o fE NLRP3 G i 2, 20 g w22 i
15 5 38 % X5 AT AE ALK X A0 B s N A EAF S
92 N A T R PEAE o A BIF S ST B0 A DR A AR BEL
(unilateral ureteral obstruction, UUQO) K A,
Rl NLRP3 45 1R IA K, R 4 U8 AR 3
i Ap A K A+ g1 (transforming growth factor-B1,
TGF-81) £ NLRP3 A AE /MAAE i A B[] 5t 2F 2
ferb g PERT, LU A 5 (8] 5T 21 4k Ak A9 i PR BT 5 2 1t
2%,

1 #MREFE

1.1 ZRHH . TE2XANFAMNE 30 HMEMERLE
Wistar K UG A L8 DA A=A BR A A, shid
PEYFRIES . SCXK (57) 2019-0010, A & K

Nucleotide combined with structure of oligomerization domain receptor protein 3;

Unilateral ureteral obstruction; Renal interstitial

180~220 g, ¥Mli& R (hydroxyproline, HYP) ik
& . N (malondialdehyde, MDA) {5l £ .
B ALY B AL (superoxide dismutase, SOD) i
FR) G R 2 1 AR 0 R 3 W R e AR
AW TR, o NIL3IE F (a-smooth
muscle actin, o-SMA) 5w BEHLIA N H 3 [F Sigma
oywl, TGF-B1 2w BEHUAR A NLRP3 5 o B 4T 4
Wy A b S R A W R 2 A BR S w, m il
PRic B I SE PR bT iR . BOR i A A P e AR 0 Y 1L A
PO IgM LAk . SP sz 4 U4 "% 1R & Fl DAB
A EW A P RSN Y EARARA A,
5- 1R -4- 54 -3- M| Wk - W% iR £k (5-bromo-4-chloro-3-
BCIP) /fi§ & W 4w
(nitrotetrazolium blue chloride, NBT) J&4# & {4 ik
& [ AL s K R A RA A . SDS-RIN
i Tk M BE R MUK
electrophoresis, SDS-PAGE) {XI H & [E Bio-Rad
UNEEIRS

1.2 SRsHh&sfsm 30 HOR BN Rk
FARA (n=6) MUUOHU (n=24). BFARLUK
B 2 B8 i R A R 45 4L, UUO Al 3 F RS 3.
714 d AbFE R B, JF i BR Ak 3R] OR R 43 Ok
UUO 3d 4 (n=8). UUO 7d 4 (n=8) Hi
UUO 14d 4 (n=8). #HMSHICHk [7] oy
Tl A HRRBIR, B ESRBERRE, 174
s Evrn, A TS HRARRE, 14-0%5
22 2% N SEFLIAL , SRS DA B IR DR A DL BT 3 AT
PR, RS MR IR . BT ARABRE LAY
Wi BRAE AN, o8 BOH AT AR . & 21 R B4 T
ARIGH 3, THI14 RAbFE, B HUE A8 i br A .

indolyl-phosphate,

(SDS-ployacrylamide gel
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R A BELA O, A F A% 2 5 p
B, HAE T WA T H KRG —80 Crk A IR FF -
1.3 HE# & A Masson 2 ERNELEZ B KA FHLE
FRBEHERL WA KR A S 500 % 5 7 1k
[ FEL S, BFAAZ) R 2 pm, 3T HE 34
6, Fll Masson 4% {0, 2% W3 T W 28 4% 4 K R
B /NER AN N B R SR B S R M, HEQ
F1 Masson 4 0 9 5l #4722 5 M i F B4 4R
B (] TR AR AR 2 o BEMLIEI 20 A E & &
f(X200) T X A B IRD 5T 4F 2 Ak R B AT
ERIEAG, N 0~45y, WabiiE: OB /NE
b oL TS G = 51D S el W S Al 3 i 1 v B
AL UL 045 @B /NS T B2 4 M e i 55
ARNASYE, WAt R, SAMES AN, B R ER
iE 4 HRRE LR AR AR A ZURE AR AR <25 %
TN 10 @B /NE L A b BE 2848 fAE M, IR3E
B, RITAMIRIE, LSRR, A
0 [ 25%~49% 1R 2435 @B /NG b Bz 40 B 2 4
MASE, WA E, RRRSMA, KERBSKERE
BCKE B 5 ORE AN LIS L 4T Ak 2 2R A B FOIR
Z AR R, AR 50 % ~75% 1R 3485
QOKRMBIRAE, WHWAWE>75% 1R 440, 1A
10 BHLUERE (X 200) EF HE %2 €4 5 0] Ji £ 4k
RVES, BOFSME . BEPLIEE 20 4~ BN 5 & 1 = i
(X200) HLEF, HHE B R 5T 05 (o b 4 7 i v
YN %, BIMER 04y, i EE<<25% N 14,
BEHM25%~49% (247), TEEHEES0%~75%
(343), TEEHEB>T5% (447). 104 F 428
B (X200) ¥ Masson 4t (@ B [6] it 2T 45 1L 1%
gy, BOFEIME.

1.4 AFME&HMNEHXKEFHL P MDA KR F Fo
SOD # ¥ HUE & K RE A8 e, 5 iEits
K, BOEEC R, B 10% R 1% A3, 4l
& MDA A1 SOD i 57 & vl W1 5 07 s b AT #24E, R
Fb 3 K 4% 21 K BB 41 21 MDA JK S A SOD
i

1.5 AMNEEMNZAXAFARY HYPAKE
HOR BB 44 100~150 mg, B AR, K
WARS), WKWK, IR pHAE , IS K i)
IEEAR AL B, B mL B, R F &
UL AT 4R . SR 436 6 B TS I % K 560 nm
WG (A) fH, HLehlbrdEfi4, R4 4K
R HL P HYP K,

1.6 AL FEFEANEAXI AR P
a-SMA ## TGF-B1 &G KA K-F AWM A,
B K, 3WHLO AN S SR B R, H L
L2 s B S, 48 B N —$T «-SMA- (1 @ 100)
M TGF-BL (1:100), 4 CHEHE 0. W 40
H, WL W (phosphate bulfered saline,
PBS) #¥k, B, JERA PBS M —bifE
SR FIPEXTRE ORI A3 AT AR AR R 2 4
1 o-SMA Fl TGF-R1 % H &35 L 8Lk #3745 o
BEHLIEH 20 N B A E S m s (<X200) MEF, M4
B 18] 5 BH R B BB 43 . BT 04, Bl
HEiH0.59r, BEHOIN 1, PELEOIN
245y, A AT N3 A 104 S (X 200)
MEF PRS2V, O, DAHARER - SMA I
TGF-BLEE &R IKKF,

1.7 Western blotting sk # M & 48 K K, B H R ¥
NLRP3%& & & & AKF  FRECGERE KR BEAHL, m
AN AMRALEA, AL, BOWRE L
W W00 pg A S EHZMRIEA S, 100 C4E
P£ 5 min, B2 P J5 NLRP3 & H #E17 & 1 ke,
SDS-PAGE HLik , ¥ # % PVDF i, 4 ‘CHf [ it
B, 3l 5 NLRP3HL g ESTiA (1 :1000) ke,
IEYR P s, MmN e a. R
Image JEPF 50 BT 85 (1 454 IKEEAE . LA B-tubulin g 4
Z, IR HMEAREKE. BHWEARSBEKFE=
H 8 A0 K BE(E /NS 8 2k IR BEEAAL

1.8 %t F4# RHASPSS19. 04 it
Gt E M A ER . S AR EEAZUHE 8
FIl Masson 4 {0, ' 6] it £F 4k (L BE 70, 4 4H K BB 2
41 MDA FI HYP 7K % J SOD i 1, TGF-g1.
a-SMA Fil NLRP3 & [ R ik K F B A5 5 ES 5010,
Phats FoR, 241 RRE AR 2 80 b R oA I & 7
ZEAY T, AL ERE A I B LR LSD-c K 5
K H Pearson A 3¢ 43 #7115 70 B 45 41 K BB 42 48
HYP /K ¥ 5 NLRP3 & (1R ik KF A e, L
P<<0.05 8 R At 7 X

2 5 R

2.1 BAXKABFARBEHBILN HERGLER
WoR: UUO A KRB W /NVEY 5k, B Rl i
KB A S, AT WA RS MR, A N
JiE AT DL TS B i . 5T R4 i,
UUO 3d4 . UUO 7d4 fl UUO 14 d H K &
HE & (@ 5 ] 57 £F 4 AL 37 53 3 B .4 & (P<<0.05) ;
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HUUO 3dHMUUO 7d4 b4, UUO 14 d4H KR
HE Y& 0, B 8] 7 £F 48 46 37 43 B W 7 & (P<<0.05) .
Masson 4 6,45 5 W oR . UUO 2H K B 18] 5 28 9E 40
M2 B, R UL AR AR AU A B UUOME
P DT T 511557 o = A = 5 B SO = o[£ T 52 oA
W JE TR W 3G 2, R B A8 S A e I T RRURE B B fin

Sham operation

HE

Masson

4 ‘%a A 4 P &

., SHFR4LE, UUO3d4 ., UUO 7d4
ATUUO 14 d 41 K L Masson %2 {6 5 i) Ji £F 4k AL 343
I TR (P<<0.05); 5UUO3dHAMUUO 7d4H
Fedsg, UUO 14 d 240 K B Masson 4 {7, '5 [8] 5t £F 4 1k
A B TS (P<<0.05), WE1HMZEL,

UUO 14 d

Bl1 HE 3 H Masson Je % 2 41 K BB 4 SUR BB R I (X 400)
Fig.1 Pathomorphology of kidney tissue of rats in various groups observed by HE staining and Masson staining( X 400)

E1 FAKRFEE RS LTS

Tab. 1 Scores of renal interstitial fibrosis of rats in various

groups

#2 FEKXRBFHRT MDAKFH SOD FE
Tab.2 Levels of MDA and activities of SOD in kidney

tissue of rats in various groups

Score of renal interstitial fibrosis

Group n

HE staining Masson staining
Sham operation 6 0.41+0.14 0.444+0.13
Uuo 3d 8 1.4240.40° 1.57+0.37
uuo 7d 8 2.01+0.45" 2.014+0.44"
UUO 14d 8 2.68+0.5374% 2.64+0.574%

'P<C0.05 compared with sham operation group; “P<C0.05
compared with UUO 3 d group; “P<0.05 compared with UUO 7 d

group.

2.2 B2HKXKAKFALR P MDA KR F A SOD #& K

H5MFARAKLE, UUO3dH . UUO 7d4HM
UUO 14 d 28 K BT BE M ¥ 25 28 vh MDA 7K F- 24 Bl
B R (P<<0.05), SOD if M & K (P<
0.05), UUO 3d4 ., UUO 7d4HMUUO 14 dH K
BB 2 21 FF MDA 7K FI SOD 3 1k 41 1] [ %5 22 57 1
TGt X (P>0.05), W2,

Level of MDA Activity of SOD

G
o [A/(U+mg™)]

[m,/(pmol-g™")]

Sham operation 6 1.42+0.60 106.00+25.97
Uvuo 3d 8 4.14+1.61" 74.88421.82"
Uuvuo 7d 8 3.8941.44" 55.38418.60"
UuoO 14d 8 3.58+1.38 49.13+15.83"

"P<<0.05 compared with sham operation group.

2.3 BARARALYTHYPAE SHETFARAH
[ (0.1940.07) mg-g™'] i, UUO 3d4l.
UUO 7 d 21 1 UUO 14 d 20 B BE M) & 20 21

HYP & F [ (0.43£0.15) mg-g'. (0.56=+
0.19) mg-g~'M (0.63+0.23) mg-g~'] HW &t
F (P<<0.05)., 5UUO3d4 4, UUO 14d4H
K B BELON ' 2H 21 Fh HY P /KOF- B B T+ (P<<0.05) .
HARHHWBRZES¥ G EE L (P>0.05),
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2.4 ZAXAFHARP oa-SMAF TGF-f1% @ £
BARF «-SMAREHFERETFREE /NS LK
i . BF AR KRG L+ «-SMA L EK A
FHE I FHEUAUZ, UUO 3d4H KR EHL a0
W oa-SMA HEFH T H R, UUO 7dHM
UUO 14 dH K RE 2 o-SMA FE H Rk % #i 1
Jn, 7Tz A T R R N R A, )
g, SBFARAALE, UUO 3d4l .
UUO 7d4MUUO 14 d4 K FIE AL o-SMA
FIRKFEW B IR (P<<0.05); 5 UUO 3 d4lf

Sham operation

TGF-B1

a-SMA

UUO 7d4lHds, UUO 14 d4H KRB AL «-SMA
HHRBKPFHUE I (P<0.05) ., BRFAA
KEBE /NG A DR TGF-RIE N ERL; 5HF
RAHE, UUO3d4l, UUO 7d4HAMUUO 14d4
KEE/INE bR RS NS ) T2 2L TGF-BLAR
kK FH BT (P<0.05); 5UUO3d4A
I#, UUO 14 d 41K B /NS | Bz 20 B A /N []
FTH A TGF-B1 4 1 R A K F U B Hm (P<
0.05). WL 2F% 3,

Uuo 14d

B2 GEase il 248 KRS HAS TGF-B1 M «-SMA EHRBIFLL(X400)
Fig. 2 Expressions of TGF-§ and a-SMA proteins in kidney tissue of rats in two groups detected by immunohistochemistry

method (X 400)

#£3 FHAKXRBHLH «-SMAH TGF-R1 EREEXAKFE
Tab.3 Expression levels of a-SMA and TGF-1 proteins in

kidney tissue of rats in various groups

Group n a-SMA protein TGF-B1 protein
Sham operation 6 0.32£0.11 0.31£0.12
Uuo 3d 8 0.9940.39" 1.4240.40
uuo 7d 8 1.65+0.50" 1.84-+0.57
Uuo 14d 8 2.47+0.72"4% 2.20+0.68"

'P<C0.05 compared with sham operation group; “P<C0.05
compared with UUO 3 d group; “P<C0.05 compared with UUO 7 d

group.

2.5 ZHEXRABALRPNLRP3IZGARZARTE 5
BT AR LB, UUO 3dd KBS 44 % NLRP3
EHRIKIKFEZER LG22 X (P>0.05),
UUO 7d41MUUO 14 d 4K R 4141 NLRP3 &
H R IkKF B B T E (P<<0.05) . DL 3.

2.6 BFHARAKFAL T HYPAKRFENLRPIE G
RIA KT ARE S M Pearson Ml 540 b 45 F Gk
R KREEALH HYPKFES NLRP3 & 1 #ikk
FERIFMHEFRER (7=0.453, P<<0.05),
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1 2 3 4 Mr
NLRP3 T —— 1) 00
B-tubulin s  m— w00 000

A

3.00

*
2.50 [
2.00 &
1.50
1.00
0.50 [
0

Sham  UUO3d UUO7d UUO 14d
operation

Expression level of NLRP3 protein

B

Lane 1:Sham operation group; Lane 2: UUO 3 d group; Lane 3: UUO 7 d group; Lane 4: UUO 14 d group. "P<C0.05 compared with

sham operation group.

B3 Western blotting B R ¥l & 41 K Bl B 4 41 H NLRP3 T H R B R IK B (A) FIE & B (B)

Fig. 3 Electrophoregram(A) and histogram(B) of expressions of NLRP3 protein in kidney tissue of rats in various

groups detected by Western blotting method

3 #

RAE /AT h A AR R . % A Caspase #
AR BE AE R BB B T M OGN R E
(apoptosis-associated speck-like protein containing a
CARD, ASC) s\ 40 i 4 T 3¢ BE bR 2 H
pro-Caspase-120 81 2 RIKZ 54, 7218 15 Caspase
ML 11 5 RE FNAH I AT T rh R R AR . B
R RAE/NRAE 2 R T k5 AR
A, ALAE A B e VE SO | R AN AR SR T
[ R 7E B IE SO, RAE/NME S 5 B BE B ST S
JOL, 5 O B A A AT, A I B K A
KR E AR BFE Y IES:: NLRP3 &
P IUE F i SR ) SRRE /NS, A 2 i I TR
BRI, IR R B 2 R

UUO #EAELE B 5 CKD B 27 4 4k 1 3 IR AL
o3 B A5 i Ak o A AR AR TP SR AL T A
filf ', UUO #E R, Caspase-1. 141 Jd /v &
(interleukin, IL)-1p Fl IL-18 & 11 % 35 K F I &5 ,
NLRP3 % [ #8005 NLRP3 8 5 D i B /) B 7E
UUO R J5 B /NEW 5 P eF A L B 8 0 A F
FER LR UUO A KRBT 3 d RIAT LA BE AN
JUE A A AU I o 2T AL T O R B, LB A A RE
) AE A, 2R i fe BB Wrin s HYP /KB 2 7
L, B TAT iR R N R BN R A
i h o-SMA R BKEFIILR TR, fem i/
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