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Abstract

Objective: Sepsis rat model was established by cecal puncture and ligation to observe whether Sini
Decoction could improve Kidney injury of septic SD rats, and to explore whether Sini Decoction
could improve Kidney injury of septic SD rats by inhibiting NLRp3-caspase-1-IL-18/IL-18 signaling
pathway. Methods: 100 female rats, initially classified according to the weight of the rats, using a
round-robin allocation method to ensure an even distribution of weights in each group. Divided into
3 large groups on average, each group of 30 rats, from which 1 group was randomly selected as the
blank, and the remaining two groups were used for modeling with the CLP method. A total of 100
female rats were initially classified according to their body weights. The round-robin allocation
method was used to ensure a uniform distribution of body weights among each group. The rats were
evenly divided into three major groups, with 30 rats in each group. One group was randomly se-
lected as the blank group, and the remaining two groups were used to establish the model using the
CLP method, namely the experimental group and the control group. Subsequently, according to the
body weights of the rats, each of these two groups was further divided into three subgroups (8-hour
group, 16-hour group, and 24-hour group) using the round-robin classification method, with 10 rats
in each subgroup. Ten rats died during the process, and new rats were used to continue the model-
ing to make up for the loss. The experimental group was administered Sini Decoction by gavage,
while the control group and the blank group were administered normal saline by gavage. At the
time points of 8 h, 16 h, and 24 h, the renal tissues of the rats in each group were collected for HE
staining, and the renal injury score was calculated. Western blotting (WB) was used to detect the
protein expressions of NLRP3 and Caspase-1 in the renal tissues, and the enzyme-linked immuno-
sorbent assay (ELISA) was used to detect the expressions of serum IL-1f and IL-18. Results: 1) After
HE staining of the renal tissues, under a high-power microscope, in the control group, the normal
morphology of the kidneys was found to be damaged starting from 8 hours, with a significant in-
crease in the volume of the glomeruli, expansion of the renal capsule cavity, swelling of the mesan-
gial cells, and infiltration of interstitial inflammatory cells. The situation at 16 hours was more se-
vere than that at 8 hours, with obvious interstitial bleeding and a large number of inflammatory cell
infiltrations. At 24 hours, the glomeruli were ischemic and shrunk, losing their normal morphology;
the glomerular-capsular space was enlarged, the exudation of inflammatory cells increased, and the
tubular epithelial cells were swollen. The renal pathological changes in the experimental group at
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8 hours and 16 hours were significantly milder than those in the control group. In the renal injury
score, the renal injury gradually worsened over time (P < 0.05). After treatment with Sini Decoction,
the renal injury was significantly reduced at 8 hours and 16 hours (P < 0.05). However, as time went
on, this therapeutic effect was not significant after 24 hours. 2) Western Blot detection of NLRP3
and caspase-1 protein expression levels in renal tissue showed that the expression levels were sig-
nificantly increased 8 h and 16 h after intragastric administration of Sini Decoction compared with
the control group (P < 0.01). However, there was no significant difference in the expression levels
between the experimental group and the control group 24 h later (P > 0.05). 3) Serum IL-1f and IL-
18 were detected by ELISA, and they began to increase at 8 h (P < 0.01), and were significantly in-
creased at 16 h (P < 0.05). There was no significant difference in the expression between the exper-
imental group and the control group from 24 h on (P > 0.05). This is similar to the WB results. Con-
clusion: Sini Decoction may improve renal function in SD rats with sepsis acute kidney injury by
mediating NLRP3-Caspase-1-IL-13/IL-18 signaling pathway.
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1. 51§

PARHE TR W], WRFEAE 2 BRI 2 5 RIE SN, H R AR KR R 5 B JERE S L 005 2% D AH
K1 AWFER, ZMESEE AN 725 7 RAERBKEG, P ZERE S5 RS
FE52 /A% 1 3 (nucleotide-binding oligomerization domain-like receptor protein 3, NLRP3) % 4 /NMA 1iE 5K
2 GRFRAE R S0, AR R R BEGE A2 1 B S, W B0E T ilF Caspase-1, #E—30
PR E TR A M R 5~ (e TL-18. IL-18 56Kk 4MEZ) 1 MERIE I K A2 K 8 [2]. SE3e i 5T tiE ], NLRP3-
Caspase-1-IL-14/IL-18 & Sl IS S 5 | MEEAEAH D¢ 2% 15 45147 (sepsis-associated AKI, SA-AKI)[T)
KA E[3].

2. 8
2.1. Shi

{1 SPF 2% SD MEtE K, AELE 200~250 g, HIIHIRG KD T REVAEYIH ARG PR A F AL (S RALE
i SCXK(#H)2014-0011). F578 J5 1% 2 o M H 2R 24 K 22 A0 B AR X Bk 56 A 0o i) 77

22. FERFIREE

() FERA: EAFRRBGRAE. —Pi: KPi(bsm-33309m), T MCE A#]. —#i: 11 EFifk IgG
(ZB-2301), W TIbaih 2 /A F . ELISA RF&IL-18. 1L-18), RN EEAEYM TIEARAT . t2htt. ™
M AT TS HEH R WAk T2 SRRSO, HE. P
TIrh g A R AR .

(2) FEXL: BHIKKRE. BoWl.
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2.3. REAHIFRARZE

VUi b (JeRi) 45 g, T3 27 g HEE 18 g 1% 5:3:2 LUBIFCE, HisK 500 ml, FiZ 150ml. fi
e BEJEHZ 1 ml/100g #EH , BERE 8 /NN ARZ — K.

3. SR 75k
3.1. SRR

KBS RNEGE 4], KRN AES 10%K & U8RI (3.5 ml/kg), 7850 BRI, 5 KR
] b e AE Bk EREAT IR, YRR BT, MR YT 2 oms BHEMEEE RS KE 50%4
gi4L, P 25 SEERESILA T 05 em BB FER 1 Ik, &2 MeH, FrilbEmENFEE,
[BIZNE W Ja KR, ARJEFAEB K ml/100Q AT HAAE T3 B ZEREAIR . JE8 . WEIE, HREE
My 45 Te7). BEAKEE IR R I . ShWALSE )G vT IR A RIS L B IR A 2, 75 & kT
RIUS], ATAAMREERIB T . HAARSTIAEY, SD KRR HEAR AL 2203, N RN 778 Sk

EELVD
3.2. HERKRHERZE

Sr#H: SPF Zifi FEifit®: SD KR 100 R, ZHK A EIATYIL I RARIKBLE, HiREAHKR
BUEE DM P 3 KA, &4 30 REZR, AHPEENUER 1 A2 A, # FmaE/H CLP
EHHATIERL, Al SRie g . XTI PN KA. BEJE S0 %ok AR F R K00 R 8 /NP4, 16
ANEFZEFN 24 ANBFEH AN, RSN 10 Ky o 8 /NIRRT HRAL L 16 /1N SIREG 4H AR TA S8 B[R] 43 il BT
21 2, 16 /N RRALL 24 /NI SZIR ALY BIFETS 2 X, 24 /NEESTRRZSET: 4 1, gkaidifish7e; Arid)s
TSR IRI ], 73 RN

SCIGZH: VU B (1 ml/100g), & 8 /NNEE2G—k: XTHRA: A ER/KHE B (1 ml/100g), %EK% 8 /)
W2 F—ks 2 AU 4 55 B TR 45 B 0 AR B 2R K B (1 mI/100g), A 8 /NG F— 1K,

3.3. MERARIRARERM 5%

F /NS TR SD K RIEIE R I IR, BRIk, 2 B IE E kG R L F BUmAR AL, 250
(3000 r/min, 10 73%{))5 FRE AR , K B8 HUAF B LIS AR A B T80 CUKAR R ARAARFIG . KI5 dd s
HUH B R PBS TR vt )a, BIRREE A AL, FIs S, wEagfs, 25T °HE
get, 4% E T80 CUKA H RAF% .

3.4. BHEARHEAEN HE &

B3 A B HA BT 4%2 RHEEFRE 72 /AN, BE TS BEA ST v, ViR 2 B
B, R[] G R IR A ZRAR RTBON T5% 0 S BERLIK 4 /NI 80%IHKT L BEWEAK 4 /NI L 95% [ LB it
7K 2 /B 100% 1) ZBEH K 80 438 100% (1) Z B 11 ik 100 408, KWK 2R IR BN —
RSB (LD)IR AT 10 73080, 100% ) = FE 28 20 708 o 8 — WK% W1 4F 1) B 20N A S A
LA HEAT R, A 58 B N —20°C VKA A 30 Z 5 [ A i (IS HUs B = S E IR, VIR )R
WAL AT —Hegimg b, N 30% B K KIS AT AL U5 A SR TF, B U1 BT BVIE IR 3 X TR A R
60°CHE F 30 7o fa AT e, ) BB TSI . S BIEAE SCERA B R A 3 AT VR4 (5] A
AN 0 Gy WIS < 5%VF 1 48 BGTEHE 5%~25%1F 2 4 T8 25%~75%F 3 435 B
> 75%VF 4 47
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3.5. Western Blot ;580 Z 4040 NLRP3, Caspase-1 I B RIAKFE

U & H KBRS NEHL, #TEAE RS, BFLHCS0 ng 85 A BRE, JFIE i bk B3I JURHIRE 7 B IR
JEH, HIKICA H R R . BURIE, F S%BUIR Yk 3 A 2/ 1 /S o FEFH B Y 5% 1 Bt N Wk
Wik —PUMRELLI A : 1:1000), #ikE/E¥s PVDF A BRI %3, TACPREIK LR 1 N EET
4CUKFENIR . I N FARCE L1 TBST (pH = 7.6) T-RE IR _EVEIE 3 Wk, &REEHE 10 8l P E:
TEE LS R 5% IR WA A B (R LL Bl 1:5000), =IEWEE 1h, TBST YEME, 10 H4h x3 . el
Eh il XL DL, WHOTRER. B, HFRANEREER RSHET E %40 H1(Blo-RAO Gel Doc 2000),
HHHEEEEEOD fH), = 3 K.

3.6. ELISA &)

AW % 2H K BRAS [ I A if i TL-18+ TL-18 7K P
4. SKWHR
4.1. it SD KR BHEELS HE & F

1 RAFEI B ERE SD KRB IEH AL HE Jeti)5, fEm 58 TR IEE, A8/ R
FNER B NE SR TER T BAHRAGMIER TIIER KIS NEE R, BANE LA HES I Xt
JEZH 8 /NI OR B M IE 8 TR SR, BN BRI B, BN R, RN AR 15T 4
AHIZAR; 16 /N 8 /NI AN EL, JF ELIE BT W . KR SRR NIRRT L 2L S 5 24 /i
BNEREEAE, RBIERIEA, BRIEREY R, RUEMRELEE, BT LR, SCRH AR

I B S O A B SRR (PR L] 1) e B RV mT L, BRI AN 8 /NIRRT DA LE, B I TA]
(¥ HEK T RN (P < 0.05); Forf 8 /NIRRT 16 /N SEB6 21 B 007 40 MR T3 HRAL(P < 0.05); 177 24 /s
B SEIG A AR T X HEAE, (HZE RS E X (P> 0.05). W& 1.

--- h

Figure 1. Pathological changes of renal structure in three groups of rats (HE staining x 400)

E 1. ZAAKREFEEHFIETHHE £E x 400)
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Table 1. Renal histopathological score of SD rats in each group

F* 1. B SD KR BHRGTH

Paxil HEWN) (RGN
AN RS 10 0.10+0.32
8 /NI Sk BB 4 10 1.90 £ 0.57
8 /NI S A4 10 1.20 £ 0.42*
16 /N 2 10 0.10£0.32
16 /N0 REZH 10 2.60 + 0.52*
16 /NS5 2H 10 1.70 £ 0.48%**
24 /NI LA 10 0.10£0.32
24 /NI REZH 10 3.40 +0.52*
24 /BT IREG2H 10 3.20 +0.63%

W © LA EHBAEP<0.05 "P<0.01; @ S50 HHKEP <0.05; @ XA SG% R4 tLE, P
<0.05.

4.2. Western Blot ;545N E 4R 40 NLRP3, Caspase-1 B RIAKFEELB

(1) NLRP3 & ARIAKF:

8 /NITAL: HAas AL, WAL SLEG 4] NLRP3 Fik KT BT E (P <0.01); o 5%t I 2 A1
b, SEERZH NLRP3 ik /(P <0.01).

16 /NP2 254 NLRP3 RIE/KTF B BACF X A M SZIR A (P < 0.01), SXTHRALAHLL, swatd
NLRP3 KIE/KFH P FFEP <0.01).

24 /NIFEH, SREGZH 525 4] NLRP3 /K-FHm T H4(P<0.01); S2404H NLRP3 KA K- 4
HAT R, BZERESZE (P> 0.05).

EIBAHELLER: AE 8. 164 24 =AAFB B, TAMALHEER, O MATHBAKE, NLRP3 %
IETKFE M 8 /NI R B R =1 (P < 0.01), T 16 /INIIA R IE(P < 0.01); 24 /INFF NLRP3 FRIAKFH 16 /)
I 2 R RGP >0.05); @ (ESEERZA, NLRP3 KM 8 /N FF4f 2 EFH##(P<0.05); @ 5L
I SRHEAHA L, 8 /NI A2 16 /NI R sRiG 4] NLRP3 I /K T Hont 4L B & R B&(P<0.01), H 16 /N
NREHECB (P <0.01); 1 24 /NS NLRP3 RIAKF-BIANGFT R, HZERLS ISR (P> 0.05).
WL 26

(2) Caspase-1 & [HFRIEIKF:

8/NINT: H& AL, XFIRAMSZIGA Caspase-1 FiA/KFHIETHE(P<0.01); Hr 5xiEA
AL, SZ36ZH NLRP3 Rk (P <0.01).

16 /N2 : 2% (40 Caspase-1 FIAKTF I BAR T X A RISLIG A (P < 0.01), SxTRRZAAMHLL, sLiGa
Caspase-1 Fik/KF B R FE(P < 0.01).

24 /NBPAH, SEBRAH 5 2 4 Caspase-1 KPR T2 HAL(P<0.01); SEEG4 Caspase-1 1A 7K FHNS
HAF TR, (HERLGIHFE (P> 0.01).

FFBARE LU 7E 8. 16+ 24 =AM B, FEHATLHEZER, O MU KE, Caspase-
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1 FKIEAKTM 8 /N FF AR B B3 = (P < 0.01), T 16 /N FHE B E.(P < 0.01); 24 /N Caspase-1 Rk /KT
516 /N ZE R LG E (P> 0.05); @ FESLIGAF, 8 /MIFUA Caspase-1 Fik/K T2 LI F#aHAP <
0.01), 24 /NiJG, Caspase-1 RIEKF-5 16 N ZEF TG THER (P> 0.05); @ SLIGH SXFIRAMLL,
8 /NI I 16 /NI SELG4H Caspase-1 RIE KPR A R (P < 0.01); 1 24 /N f5 NLRP3 Kk K B A
HRr BT, HERES R (P >0.05). WLE 2,

OO FE4 wm XA mm R4 O FH4A e XJ‘RME - IO
100000
*k 100000+
- #
80000 r‘ && 80000+
£ 600004 && & 60000+
; *x é
40000+ 2 40000+
S
20000 20000
0
8/NEF 16/pE 24 /N 8/ 16 /J\ 24/NBF

(@)
M D) ATAY; B LG 8 /N C R 8 /Ny D SEEGAH 16 /N E XTHR4L 16 /J\HT; F %Bﬁéﬂ 24 /M G
A 24 /N 2) © SEIGH SXTHRAELETP <0.05; P <0.01; @ SZIGHHSSZIGH LS, <0.05; %P <0.01;
@ SRSB4, *P<0.05; #P<0.01.

Figure 2. The expression levels of NLRP3/caspase-1 in kidney tissues of each group

E 2. BHAKRBHELHELEF NLRP3/caspase-1 BIE B FIXKFE

4.3. ELISA MM E = 1L-16. 1L-18 7K

(1) ZHKRAFER S 1IL-18 K
8 /AL S AL, STIRAARISLIGA IL-18 FIAKFHHEF P < 0.01); H 55X 241 AH
ke, %ﬁHJﬁﬁﬁmh@<0%)

16 /NP : A IL-15 RIEWH AL T X RAFSLIEH (P < 0.01); SLIGHRIEET X IRAL(P <
0.01),

24 /NP SEERZH ST RRZH TL-18 R KCP RS T2 B 4P < 0.01), (HSEI0H 50 A 2 7 s
TR (P > 0.05).

EBAHE LR : 7E 8. 16 24 =AAFNE, THHTLHEZESR, © fEXMRAS, IL-18 KIiAK
SEN 8 /NEF AR B G (P < 0.01), T 16 /NETIAREIE(P <0.05); 24 /M FFIE T (P <0.05); @ 7ESEEG
Hrf, 16 /N IL-18 FRIEKFS 8 /NEFAHLLIA R FRE(P < 0.05); @ SR SXFRELAAALL, 8 /N 16
NI ARSI TL-18 RIE KPR BRZEL R (P < 0.05), HAPPL 16 /N RN EE (P < 0.01), 1M 24 /)
i A DLRH B 2 (P > 0.05). L% 2.

(2) B KBRA RN & 1L-18 /KF

8 /NITE: S, XFHEARISZIRZ 1L-18 Rk AP ETHE(P<0.01), A 8 /Ny xof B 2H 34
FENEE (P <0.01); HrE5XH AL, SKIRH 1L-18 FRik /KIS (P < 0.01).

16 /NP4 : A IL-18 FiA B BAR T X AL SLIG (P < 0.01); SIS HFR XL T X IR (P <
0.01).

24 /NP SEIGAH ST IRZE TL-18 X /AK-FIHE & T2 AP < 0.01), SLIRHARIEMCT XA, (=
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ZER TG (P > 0.05).

FOTBAHE LG 7E 8y 164 24 =ANAFEIN B, SAHATLHEZER, © fEXFHEAF, IL-18 RiAK
AN 8 AN TR RIS = (P < 0.01), T 16 NIk I (P < 0.05); 24 /N ZIE KL 16 /N A BT T B,
HZERLGHE L (P>0.05); @ TESRIA T, 16 /N IL-18 KIAKF5 8 /NS AHEL I & T+ (P < 0.01);
@ SR EXTIRAIAEL, 8 /N K 16 /NI A SRIG Al TL-18 FIA/KPE T RALEH & R &P < 0.01), i 24
NI JE B P RME E RS (P> 0.05). WL 2.

Table 2. The serum expression levels of IL-14 and IL-18 in four groups ()? +5)
2. BSEKRRME IL-18. IL-18 BIFRIAKFE(X +S)

pariil B IL-18 (pg/ml) IL-18 (pg/ml)
8h =AM 10 3.27+0.98 6.37+£3.25
8 h LI 10 10.83 £ 1.55* 44 11.36 + 1.76™4
8 h Xt iR 10 12.12 £ 1.1544 60.54 + 5.4544
l6h=HA 10 3.27+0.97 6.26+3.17
16 h IR 10 9.72 £ 1.16™* 51.34 + 6.40"#
16 h X} HE4H 10 13.95 + 1.79% 69.36 + 8.22%
24h FEAH 10 3.25+1.02 6.27+3.24
24 h IR 10 10.14 +2.03 57.45+6.95
24 h XfHREH 10 9.57 + 1.66* 62.61 +4.72

E: © 5FA4HEEAP<0.01, **P<0.01; @ SLIRHASHIBHLLEP<0.05; “P<0.01; @ SLIH 5954 b
*P<0.05; #P<0.01; @ XTHRHSHHIBAELE:, “P<0.05.

5. Wig

R FERE SR B 15 S A s TR ER s RO LRI Dy EEORE IR 2 B SO R RRHE S, 80 2 AR I
WEFCRAE, 24 A B . (HRFFCR I, SA-AKI k4K B SHUA 40 I B 2 DIA R [6]; 11 M
IMEN S5 T ERIE SO N BOE[2], RIEDMMERBNMZREQEEY, ©nrLod i e &
BAL 11 J3 3 FIORE TR0, AT HE B0 N AR 1R 5 Ji A B 4 9% 48 PR v 1) S B A5 5 (6] H AT 70 LU BGE W) 11 2
NLRP3, ‘BEZ5Z MBS R AR FE, Bl N2 —Fh B B0 e R e e Ay, mr LAXH 4
FHR A FAEZU(DAMPS) L H OB, AT 280 IR B IR AR (2] [7]. AU R A BREEAERT, NLRP3 #i5
i, WIS G EAR T T A B SRR R H(ASOF EAE A, 54 pro-caspase-1 F AL ATEMEE A, &
fif# caspase-1, BYYJ) pro-IL-1p8 Fl pro-IL-18 LA, BJ IL-18 A1 IL-18, iFSE NLRP3-Caspase-1-IL-
15/IL-18 {5'5EKS 5 T MEIE SO B R AEFR R[] WFR R, BIEE AR . Sk /NS
S5 22 P B I TR AR AR AT A B NLRP3 28 PEAR BBIE [9]-[ 1110 104 SR I — IS 56 285 FLUE ST, i i 4 |
MRBM&&H&TSAMU$mc%m%1&%%%%l¥muﬁMLmMF$ ] 1 T 1) 4
AR, AT B ORGP B IR AR FH (3] IX et 02538 8], NLRP3-Caspase-1-1L-14/IL-18 15 ‘5@ % 7] g
25 7 SA-AKI KRR IAh, FERAMRERAE I /NE b R 20 i DA /N Bk 20 i % AT NLRP3 )
FIE[12], WEME 71X — /.

ARSEEGR SD K RAE A CLP BT R ERERAY IR, MREFAEGEA R 5 8 WS B I HE Jeta, KL
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Xof HRAE K BB R E 8 TSR, BN ERIARUE I R 5 448, REBIEF A 3K - BEMRY R, MR
P2 R B /N BRI, 3k o e AR o A B [ R RS T s T 00 DY 767 1 SRR 2K R i
A AR e R ZE I SR ek, BRBRIR EEIE R T AKT, 1 PO X X R B RE AR o< S B R A IR
JTAER: @ TR B VR S I, B A I S T ) B S T S D B (P < 0.05), A U A IRIT)S
8 /INIF K2 16 /NI AT DABH B8 B 455 (P < 0.05), 1H 24 /NFHEIXREITSCR R B3, ik WB R
IEZHZA N ) NLRP3 28 /M J Caspase-1 RIEKFJa K, SA-AKI K NLRP3 J¢ Caspase-1 HH*E
BT 8 /NI IFUE 2 (4 B (P < 0.01), 16 /NIHAEIE(P < 0.05), 24 /N5 16 /Nt Z R TS
TR (P> 0.05); 1ESE T BREIEAH G S B0, 777 NLRP3 &M/ MAK S, JF HEMRIETE 16
NIRRT SR S XL 22 R LU R R I, DU LE 8 ZINIE A2 16 /N SA-AKT K BRI B 2
VEITTEF(P < 0.01); Fort 16 /INFHATF SR BAE(P < 0.01); 24 /NIHE AT, (HZERLGI %5
X(P>0.05); MAh, JEiE ELISA AIAS R 2K BRUMIE H IL-18. IL-18 RIAKFRI, IL-18. IL-18 FKik
YT 8 /NI T GG B 3G = (P > 0.05), 16 /NIIERIE(P < 0.05), J5 T 24 /N FFUEA FRE#E&AP > 0.05);
8 /NI Ko 16 /NBTARTT AR, ABAE 24 /N Z VY% 6T 5 S0 IR TCH B2 7P > 0.05); X FhEE R
5 WB Kl 5 SRAHRF A o I Fh 4 2R 00 J5 (8 AT g 5 R B s BRAE B G, LRI DGV TT AR SR HL,
BEE N RIHERS ,  BEAE IREERER 1 (ke , AU FH Y3857 B W46 DY 385 2 9K FE EAT VR TT AN e 52 4 1 il
WTE R, T RE e B I A: 3 5 20 Bl 36 DU 0 7 25 WDV FE A Rl BINATT AR s FTCATE 24 /i
JG, SHITCERN . ERTIEFR R, PTRE TR EIGINDYA IR E . AR 2 SR TR AR TS

AHFFEUESL, DU 7 IR FRE 2 B 343 R FE YR 97 20U 5 NLRP3-Caspase-1-1L-14/1L-18 {551
B YIRS, T AEIELHIH] NLRP3-Caspase-1-1L-14/IL-18 15 S M (105, /> IL-18. IL-18 RMEA
JR RO IEBNGITE R s I HAXREITIE, (6 16 /N IA R R, 24 /NRHE ITFURIZHT R 0%, Bk
il PR T F e 75 MRE Bt B R AR A TR T B B . B R ATE R MR — T B, MR R RN
NLRP3 JAE/IMARISIE B L, — 2 5IRZHELPS). HIRERIEH T a (TNF-o)H1 IL-1 5%, A {eff 40
IMERERI LS, — 5 ASC FIRTF IR AIBE-1 5%, BABUGIZIRE/MA[13], AW 7 AE
THRHANEARERIE, REBES REIMEHRHE B RIRIE, HodT NLRP3 S5 IMA iy e ik
AR, A JE R Ak ek e B s, FrRONIGIRIGTT IR AH K .
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