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(FZ] BT 2O BIEA R |, (AB, L) V55 B BT R S B (AD ) Kk RUBETEL A it 28 B 47 412 1] & X NOD
FE3Z {4 3(NLRP3) /2 [t 20 iR K 4 Z R 2K 11 /K fi# i -1 ( Caspase-1) 5 5 0 B B TEIEAE T o T3 3K R BN N IE 5T AB, L, 19 i AD 39
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E[1 375 7: (Western blot) #6 J1] NLRP3, Caspase-1,IL-18FE R IEKFE ., R 5RFRY LK, AN KR F 0268 h 8%
AR (P<0.01) ; #l Z5 TC TE S T REAZ 0 5 8 i FAl 7 IL-18 1 IL-18 mRNA 35 15 , NLRP3 4 i /MA 1% AL 34 i, NLRP3 , Caspase-1,
IL-18 %8 [ 3Rk B 3 T+ (P<0.01) s SR AL WAL, 48 T 2 IH AT 25 180 L R & T WU , AD R BRUAF 2T g A2 18 g B | B9 (P<
0.05,P<0.01) ; 1 2 TCIE 25 T B W] A 52 5 48 9iE I 7 TIL-18 Fl IL-18 mRNA 33k i 3 B % , NLRP3 48 5iE /MA I 4k 98 /0, NLRP3,
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Danggui Shaoyaosan Inhibits Neuroinflammation in AD Rats by Regulating
NLRP3/Caspase-1 Pathway
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[Abstract] Objective: To investigate the neuroprotective effect of Danggui Shaoyaosan (DSS) in a rat
model of amyloid-B-peptide,,, (AB,.,) -induced Alzheimer's discase (AD) as well as its regulatory effect on
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NOD-like receptor protein 3 (NLRP3)/cysteinyl aspartate-specific protease-1 (Caspase-1) signaling pathway.
Method: The AD animal model was established via intracerebral injection of AB,,, and treated with different
concentrations of DSS after the division of rats into the sham operation group, model group, as well as the
high-, medium-, and low-dose DSS groups. Morris water maze test was conducted to determine the learning and
memory abilities of rats. The morphology and function of neurons were detected by hematoxylin-ecosin (HE)
staining and Golgi staining, followed by immunofluorescence co-localization of NLRP3 inflammasome
activation. The mRNA expression levels of interleukin (IL) -18 and IL-18 were measured by Real-time
polymerase chain reaction (Real-time PCR), and the protein expression levels of NLRP3, Caspase-1, and IL-183
were assayed by Western blot. Result: Compared with the sham operation group, the model group exhibited
significantly decreased learning and memory abilities (P<0.01) , impaired neuronal morphology and function,
up-regulated IL-18 and IL-18 mRNA expression, enhanced NLRP3 inflammasome activation, and elevated
NLRP3, Caspase-1, and IL-18 protein expression (P<0.01). Compared with the model group, DSS at both
medium and high doses remarkably improved the learning and memory abilities of AD rats (P<0.05, P<0.01),
restored neuronal morphology and function, down-regulated the mRNA expression levels of inflammatory
factors IL-18 and IL-18, reduced the activation of NLRP3 inflammasomes, and lowered the protein expression
levels of NLRP3, Caspase-1, and IL-18 (P<0.01). Conclusion: DSS inhibits inflammasome activation and
neuroinflammatory response possibly by regulating the NLRP3/Caspase-1 signaling pathway, thus exerting the
neuroprotective effect.

[Keywords] Danggui Shaoyaosan; Alzheimer's disease (AD) ; amyloid-B-peptide (AB,.,,) ; NOD-like

receptor protein 3 (NLRP3) inflammasomes; cysteinyl aspartate-specific protease-1 (Caspase-1)
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M2(FL &) FE AL, I FHAPP/PS1 /MR o AB T AU
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10021R) ; IL-18, # 44 # 1 ( Tubulin) , Caspase-1 HL 14
( ™1 [ Affinity Biosciences 2 # , it 5 4 Gl A
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H (1g)G(H+L) & 3¢ LIt —Fi , Alexa Fluor 488 fll
Alexa Fluor 546 ( 3¢ [{ Invitrogen 23 Al , it 5 73 % M
$36942, A21206, A10040, A10040) ; H 3 1= /R K& e
38 7 & ( 3 E FD Neuro Technologies 28 & , it 5
PK401) ; 5 A 28 Y Wi S 21 ey (b o mhoAZ & 4 4R
Y AR A R AL S 2000 ZL1-9610,Z11-9613 ) 5
TRIzol( 2 [® Invitrogen /A 7l , #it 5 15596-026) ; 2 §%
¢ cDNA iR 7 & ( 5% [ Promega 23 8 , #t 5 A5001) ;
SYBR % B (5 40 A= W BH 0 A B A Al L it
MQO004018S) .

1.3 {¥#% Sorvall™ Legend™ Micro 17R %! fif fit &5
OBl , HM355S AU 7 8% U] i #L ( & [E Thermo Fisher
/Nl ; Gel Doc XR+%YEE IR 1% £ 4t , CFX96Touch
YS9 O 8 i R A W B 2 2 (Real-time PCR)
1%, 1658033 %Y /N #U 5 B HL Yk 5% B R 4t (35 [ Bio-
Rad 22 Al ) s A 1+ 0 3 3R 45 B 0% ( H R Nikon 24
] ) ; TissueFAXS PLUS % 4> 5 21 20 41 i 52 12 40 B &=
45 ( Wb 1) Tissue Gnostics GmbH A A ) o

2 Ak

2.1 WA AR Y IHAT 2 HCR K3 4%
HECUR A AT o i 28 0 A R TR O E
BN AT AR DLk A R (A
W ) o BT E A (5 H - AT AR S - ORI S TS Y
FE il R 3:16:4:4:8: 8) FREUZY 1 4L 200 g, 5 1% 7% 1
KIZHLH 1.5 h, Rk 0.5 h, /MK E 1 h, IS JE
T, 259 5 i i 1R 25 R T 3 A% 2R AR K T R R BUE
W IR A 2 URHR U DR TR 4 | LS Y VR T MR A A O
Tk o DABTERER AT25H EEA MR AR AR T Al
LTS T B oA A o i S8 08 M VAT 25 H0R Tk E B
B O AT L .

2.2 HWER K AB,L, 10 mg ¥ T DMSO i 4%
5 mmol* L BE¥& , Bt 5 mmol- L™ i AB,,, 100 pL il A
DMEM il i, 2 gL' Y AB,.,,37 °C{5 3% 7 d i AB,,
Ak, VE SRR 5L TE 14 000xg B0 20 min £ BR A
PEARR Y, I & A T M AB L IRR WY L5 W %
B B 15 1 B0 B 4 cCE A . R B A iy 2k
12 b fi N L 2 B RR L 2 25 (O BRI ST A e
A7 T 35 ) e SR BRSUA A0 i 5 45 5 WL ABL, . IR TR
20V G A AR AR B K o ST A E A AR bR R I - IS
(AP) , BE AT X 0.8 mm; P4l -AMil (ML) , i o 28 +
1.5 mm; &5 & M (DV) , IB fifil & % M 3.7 mm, L)
1 wL-min™ 593 B VE5F 5 min, 355 58 J5 8 %F 5 min,
A S ARG IR UK O T RS SRR
2N W% 24 h, 16 B 1E F 5 R SPF 94 52 59 % 4

F= DL Morris 7K 28 B 52 50 AN AR TR A5 R ) o
23 EWaH NG K60 HSD RS54,
A3 9 R AR TR AL B RS A2 U AT 245 T TG R
(12 g-kg'-d"), R (24 g-kg' - d™) Al i )
(36 g-kg'-d"), 4 24 5 ek AR A A 2% 1 AR B T
W oE SRl Af 0 A TUE B IR YT IR AR AR
R SRR B A B3k . &2 dJEHFIRIEY ,
e FRF RSy 2 (9 L 16 50) IRYT 7 do
2.4 Morris KK B L5 &AM MLAT L% FF Morris
IKRK B BT A5 R 4 G RR R BRSO £ 1
SELES — SR AR T K 1~2 em , T3 14 K B 23
BN 4 BRI AT A KT 0 sk K EREE G EE 2 s
FIF s BB TA], AR 1 min IR BUR R0 & K KR
13 V522 10 s 47 B E TR 60 s, B K22
2R ELEHEAT S do A R L 56 6 Rl Rk
5 RN 4R IR KB, I8 5% 60 s R RE H
FUTE B R BRI 2512 7 6 0 IR B S AE S — R R
BH B ]
2.5 WA Morris KA, 0B B 2 80 08 B R I
R [, xR BRI A U B gD AT O L
50 mL VE 5 45 W B4 °C AR B3R K X R Bk AT 0 JUE HE
T, T4 T S WSk RO L I 4 20CAE L A UK Y
By R AR b, g B A AT N 20 i AT 2 2 A A A
4% Zo 5 VP I R PR T A8, A AT 4 AR W R
VBB SBMAGRAESE THRA T REKE
5 A\ ~80 °CUKH A7 -
2.6 JRARZF AL (HE ) G 8 0581 1 X 2H 2L # AR
b 12 G 0 i S X (B R AT X 2.5~4.5 mm)
AIED) R HLATER ) A, A Y R RN 3 pm,
AT B RS S RR R G4 5 min, Eh R £ BE
A3 ZE IR KGR W BRI K, H RGBT N 55 3%
L AR I B R, i 22 v B OIS R S Ak
AR .
2.7 RGO T L SR R g
JEO 2 ) ) | i o 0 N VAR ) IV R 7 I -9 5
200 pom , il FH PR3 R 2R B Y 003 7R 4 3R] 1 B
Bl 2915 d, 00 F Qe B R SOk, IR
B w8, A R B A, B TissueFAXS A
1% R Ge 3R BUEMG R 1 63 4% 3 B 3 ik J2E i 3% 42 Jr 5K
IR, Z AR 27 1 pm,
2.8 OGRS NLRP3, Caspase-1 25 H 48 1k
GV A B (2R T 15 min, K
I 15 min, 100% Z [ 3 min, 95% £, 1% 3 min, 85% &
i 3 min, 75% £ B% 3 min, 28 K PE 1K), 3% i &
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b & K3 i ALY 10 min, 0.3% Triton X-100 §7T

fL 5 min, 5% I3 B 1 b, RS E— B A R,

NLRP3(ZL{%,1:200), Caspase-1(4¢€1,1:200), %¢

NP ERIEE 2 h, H & DAPLHY & & A, 1]

JEORAE A8 TR FE AT 30 5 A W 0 | 0 2 o it

AU R AR

2.9 Real-time PCR ¥zl IL-18,1L-18 mRNA & ik
KSR 2H 215> B T, TRIzol 32 $2 BUEL RNA , [iff

* 1 PCR3|¥FEF

Table 1 Primer sequences of PCR

P A 22 RNA M FE J5 A ] 30 2 it i 0] & 4 Rl 1)
5 2 B S HE AR B cDNAL 5197 5 W& 1, R
SYBR Green 44} 72 3 B350 & 1 B 45 25 3R #F Real-
time PCR Y [ #E A7 K, 52 1 4% 11 2 95 °C i 22 1k
5 min, 95 °C A ¥ 30 s, 58 °CiB k 30 s, fi§ ¥F 40 ¥K .
BT 519 i A= T AR TR (i) I A BR 2 /) i
AR TR B 22, DB TR 4Lk 3
LT A B SE R G A KO

519 4 b (5-3") JF A R (5-3") K /bp
GAPDH AGACAGCCGCATCTTCTTGT TGATGGCAACAATGTCCACT 142
IL-18 CCTATGTCTTGCCCGTGGAG CACACACTAGCAGGTCGTCA 118
IL-18 ACCACTTTGGCAGACTTCACT ACACAGGCGGGTTTCTTTTG 90
2.10 5 [ 5 B 7 (Western blot) & 0 ¥ ©5 24 GiiterE L
UK FRIE KRG DA 220 AN E SR, 3 &R

fifi F RTPA 5 42 BB B 11, BCA 3L 2 BB W E .
HEH EREE N 30 we/fl . SDS-PAGE #E JIg HiL ik , 5%
JIE 5% Wi Bg 4= W5 &P 1 h, —$i (NLRP3 1:1 000,
IL-18 1:1 000, Caspase-1 1:1 000, Tubulin 1:5 000)
4 °CIFH I, ~Hi(1:8000)37 °CHHIEKIBH M T
1 h, ECL fb 2% & M ik 5 & {1 Gel Doc XR+#%E & i
1% 25 15 4% . 11 ] Image-Lab ) H 9% 115 Tubulin
TR PEEARL B FE AR T AR X 8 3R Gk &

211 St SR SPSS 25.0 B 17 48 it
BT TR R ks Ron R LR R T E 08T,
fdi Fl Graphpad 8.0.1 il /48 it 18] , P<0.05 2 22 5+ 47
F2 HAHHHEIAD KREFEIJBIZHEMNFIM (F+s,n=6)

3.1 XFAD KRR AY: 2 FIc 2 B9 52 Morris
KEEERE R, K@ ESsd= T e, 5RT
AU, AD K Uk it B[] 5 2 48 i (P<0.01) , A
KBTS BB FL ; 5BV R, Y I AT 25 8K
L A AT R RE I 3 /> AD KRRkt B[R] (P<
0.01), K B P47 3h Bl v b , e AR B & . 56
KRR 65, 5T ARALE , AD KR
P2 UCE ] ek 2L, EL AR 2 — 5 PR A B % B[R] . 25 Ok
A (P<0.01); HHERIZ LR, I AT 2580 & 0 &
BT IR REHS I AD K BRZF AR KB, IR RS — R R 1%
B (1% Bst ] i 3 B8 (P<0.01) . WLFE 2.

Table 2 Effect of Danggui Shaoyaosan on learning and memory function in AD rats (x+s,n=6)

4151 /g kg 3% i 1] /s R 157 B8 1 ) /s
i AR 10.7343.57 6.33+0.41 23.55+5.37
T 22.73+4.35" 1.62+0.68" 11.56+2.97"
AT 2L 12 20.65+5.91 2.21+0.31 11.96+3.90
24 13.28+2.329 4.79+0.56" 17.86+3.20%
36 14.94+1.73% 5.08+0.84% 18.04+4.47

0 S IE WAL R U P<0.01; SR ZH 45 2 P<0.05,% P<0.01(3£ 3~51d) ,

3.2 X AD KRR Z o BE SRR il id HE
ek A il 5 X M o e 00, S5 Bon , 5 IR
FARA L EL, AD K SUE S DX o3 1 22 40 i 1) Bt 38
v, HEFZL , MO AR [ 4 5 SRR 2 A, A
ATETEUIE R & T B, AD K R S X R4 41 i fi
3 535 Ik /D, o 2 A0 MO B L A A AT L 5 58
R AN MOHES A WL 1 E A R B Y 0 N B
TUIB A B R AR D5 TR AL 22 T I RE L A5 R
. 4 .

N BT R A e B, R 4] i D X R 2 T R 28
VIR BE P00 SOBORBUR FE Y 0 E AR, 2 R A
W E G2 L (P<0.01); SRR L3, HIHAT 2
[ RIS B S R og N Y B L N G B
THECRBE Y B E TS ER A R ES I E L
(P<0.01)., WK 2,%3,
3.3 X7 AD KB H XA E K 25 1 3R 3k 1 5 )
BT AR A, BRI IL-18 A IL-18 mRNA %
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Fig. 2 Effect of Danggui Shaoyaosan on dendritic spines of
tertiary dendrites of neurons in the hippocampus of AD rats

(Golgi, x630)

PN 2 (P<0.01) s 5B AUZ LA, X IH AT 251K
& ) 4% 41 + T J5 IL-18 mRNA % ik B # T 4
(P<0.01),IL-18 mRNA £k Z R LG %2 ;5

R3 HANHYENADKREBEIXMETINEENZI (F+s5,1=6)

A D Y IHATEG R B2 B 2 AT 25 HE
B1 HEASHBNAD XRBEDHLARBEFEHIM (HE, x400)
Fig. 1 Effect of Danggui Shaoyaosan on histopathology in hippocampus of AD rats (HE, x400)

4 (& 2~4[A])

BLRVZH LU 35, 2 IHAT 25 i s 7l 2 T S L IL-18
FIIL-18 mRNA KX B E T, Z 54 851t
S L (P<0.01), W4,
3.4 X AD KU 5 X NLRP3/Caspase-1 {5 5 il 1%
BARKMEZW  5RF AR A, AR 2 40 il i
VAN SUD S AR S R TE S DI INE N2 €
¢ 6 5 40 % O B A, $E R ML 2K T NLRP3/
Caspase-1 &2 & R K IE il ; 5 REAL A AL, 0 AT
ik R L AL S S, X AR T e A
FW L, Ao 5 @t |4 W B, iE
%H@ﬁﬁﬂlﬂNLRm/Caspase-l BAEMWIE D WLE
o ST R4 b, #5 AL 41 NLRP3, Caspase-1,
pro-IL-18 Fl IL-1B #& 1 /Y 3% ik W 3 F+ 5 (P<0.01) 5
ZMIFATRCT WS, 5R R R, Y IH AT 25 K
£ 57 & 21 Caspase-1, pro-IL-18 F1 IL-18 & H 32 ik &
% T FE(P<0.01), 4 IHATZ5 8 b | 5 & 41 NLRP3
A R KCF B BRI (P<0.01) , 22 7 A B35 58
MR, WK4,%S,

Table 3 Effect of Danggui Shaoyaosan on neurons function in hippocampus of AD rats (x+s,n=6)

215 Fl /g kg B 58K /m E %y R 5 8 5 /4~ /10 wm
BRFA 154.83+14.40 9.83+1.47 19.17+1.47
LT 82.33+10.80" 3.67+0.82" 8.33+1.75"
MIHAT 25 H 12 82.83+12.70 4.33+1.21 9.17+1.94
24 146.83+25.50" 7.67+0.82% 17.33+1.75%
36 163.17+13.12% 8.83+1.47% 18.00+2.00%

F4 HAHAHINAD KRESDS X IL-18H0 IL-18 mRNA R XK
FM (x+s5,n=6)
Table 4 Effect of Danggui Shaoyaosan on IL-18 and IL-18 mRNA

expression in hippocampus of AD rats (x+s,n=6)

215 Fl /g ke IL-18 IL-18
[FEEVN 1.02+0.14 1.03+0.06
LY 3.05+0.55" 5.27+0.55"
A 2 L 12 2.90+0.32 4.05+0.48"

24 1.62+0.347 1.91£0.25%
36 1.58+0.40 1.78+0.17Y

4 IFig

O T 28 AF P 2R 1 v i TR AL Y 8 R B A O6
kb bR Z , RZ MR itk . KZERINHK
JEE AN R R R, R AN 2 il R BT 3R T B
St Al Ak T SCHR T 5T N S B IO L TN R S A P
SR AL IR R A R R R 5
24U AT 2 H0E R [ B I 3 Y — A
207 0T A RDOK MR (e ), 207 B
L BB 0 I A N A TR, i R R S 5 T 5 I

. 5 .

:{\» »[15- 16]
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Fig. 3 Effect of Danggui Shaoyaosan on NLRP3, Caspase-1 and IL-18 in hippocampus of AD rats (IF,x400)
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Caspase 1 20 kDa
Pro-IL-1p3 31 kDa
IL-1p W — 7,
Tubulin [ S S S — 5o 0.

A B & D E
B4 ADXAXRiESIX NLRP3,Caspase-1F1IL-18E B &R EHE ik
Fig. 5 Electrophoresis of NLRP3, Caspase-1 and IL-183 proteins
in hippocampus of AD rats

TR RE 35 0% AD NN D RE B AT AR A
LR AE R WoR Y IH AT 25T FUS g W ek AD
K206 T i BE A5 2 ﬁfr‘“ﬂn”ﬁ
TS AD K BRI P fl 28 T A 05 3 D pl 2

B 58 - K A 48 50 - 349 43 SCBUR i £ mxtaen
R TR AL, R B AT 25O AD K
B VR L5 ik 22 T4 5 A DR AP 4 ) ELRE A S80I ) AB 5

(o)

SRR AT
RAIE/MESZEH AT EZREAZGYA
A, A5 IL-18 F IL-18 A STE , 175 = 40 M 0 T - 72
FePEA AT . © O E /DA 4R OR [E] Y 9 RE A, T
HOE NLRP 376 AD B & ML v & 44 1 2241 20
TR SR A B R R RE L B RE AL, LU
TE A OC A b 2 R R R AR B ST R AE AD i 41
21, AD 83 Bk B W RN I3 P IL-18, IL-6, e ik A K
K F-B(TGF-B) . fift 8 5 5E [ F -« (TNF-a) ¥ Ft
Y AB AT /N B S5 AN A 4 6 TL-18, HAE I 5 =
4 NLRP 34 #i 1, NLRP 3 1F Jy R 57 AB (1) /g% %%
2 5 RNE /N B 0T A0 ML TR AR . AR SCR g R R
LU? Xk A B i == VB AB, L, J5 , NLRP3 5 [ ik 1
Jn, IL-18 F IL-18 4542 4 4 ff [F - mRNA K ik i 3%
B, B AR EE M RIS R N P 58 RE G B RN A
HEH 25 S8 HE 1) & 2 . Western blot 45 5 W /R AB, L, 1
S K BRI P R TR B TL- 18 23K i 35 B, pro-
IL- 18 I Rkt R A I . pro-IL-18 72 % M 41 A
DR 14 AT R 40 J550, 224 6 2 400 1) Toll B 37 1Ak 422 22 il
T TS B I PN A% B SR IR F -k B(NF-kB) A #% , Hi
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*5 LHARZHE YT AD KR8 DX NLRP3,Caspase-1 1 IL-18 & B R ZBIE I (F+s,n=3)
Table 5 Effect of Danggui Shaoyaosan on NLRP3, Caspase-1 and IL-18 proteins expression in hippocampus of AD rats (x+s,n=3)

205 il /g kg NLRP3/Tubulin  pro-Caspase-1/Tubulin ~ Caspase-1/Tubulin  pro-IL-18/Tubulin IL-1B/Tubulin
BFA 1.02+0.11 1.10+0.11 1.15+0.15 1.10+0.11 1.05+0.13
iR 2.29+0.24" 1.63+0.22" 3.04+0.32" 2.51+0.42" 2.25+0.30"
AT L 12 2.14+0.14 1.18+0.26" 2.58+0.317 0.86+0.14Y 1.18+0.16%

24 0.89+0.19% 1.21£0.23Y 1.31+0.14Y 0.90+0.21% 1.02+0.15Y
36 1.31x0.127 0.86+0.14% 1.21£0.217 1.04+0.09” 0.99+0.13

R L FROIR 25 44 5 DNA $5 fih, 8 5 32 4 R0k Ml
pro-IL-18 76 41 il N K 2 & s AT AL 822, TIL-18 %L
H1 1% 1L % Caspase-1 45 [ iKs TL-18 (9 HiT 44 53 1 V1)
T . S R AR N ABEE M AN A 5E i NF-«B
¥ 72 Ji 3l pro-IL-1B8 1Y K it & K , 11 5% M NLRP3/
Caspase-1 {55 5 3 I 19 005 | 42 iF 1L-18 55 R E N 1
B3 o 25T 4 IAATZ 8T WS , NLRP3 R AE /MA
WO W b, B 35 BEAIR T pro-IL-18 £ 3R 3k LU
FIL-1B 55 R AE K 1 R IB K P, — @ 2 B4R
YT AT 2B T AEJE 45 NLRP3 R 1E & 42 & 4 41
RAE R AN, 7] EAME T NF-«B {5 5 18 % 45 Ho Al 3t

JIE T 240 4 3% Ak RIS 28 40 i IH T G 0 R A
BN Sy 2 BT JR 2 6 B 1) L3 44 NLRP 3 (19 300
J& AD R P R A B AL DY . ABEEA R L IR
J5T 248 . Toll K 32 AR 2 32 fa B A 5 5 L BCAR 45 5 F 15
S AL 7 0 P L il i NF-«B i 12 )8 3h pro-IL-18 #il
NLRP3 % A A 2 1 9 55 s &3k > s [ i, Ag {2
HENLRP 3 &M /IMA TG, 5 B8 s HE 1 (ASC),
Caspase-1JE i & A 1A U1 % pro-Caspase-1 & 1 i 1t
I Caspase-1, Jf-%F I Ui 48 M A 2E 47 0 T A& 41 B ik
PR AP 72, RILIEERBIR G T YA
T il J5 , AD K BUTRE 5 X ) NLRP 3/Caspase-1 &
AR E > NLRP3 2K 4 33k W3 FEAL, £ Y
U AT 24 1 AT LA B 42 30 ) NLRP3 B9 55 — {5 5, BP
NLRP3 R /INME I IE L, 5 AR 58 2 B, 419 AT 24
BICRE A ] NF-wB A% 5% 58 1 10 4% 7% 3% B AIC 22 E
T FEA R 2 U9 AT 25 B T Bl S 2 1 4% NF-
kB {5 53l B4 ] NLPR3 A9 7% . Western blot 45 I
WoR R IHA 25 HT G, Caspase-1 &5 B B TR,
HIL-1BE AR AW T, RS 9 2580
fiE 18 5 40 il NLRP3/Caspase-1 155 53 #% (193 75 , M
M F A1 AD Jili P9 20 IR 1 19 R 3k, H 24 I3 AT 25 iU
75 BE B $E M 1 Caspase-1 i 35 1L IF A5 48, BF 98 6
B, APP/PS1 /)y iU 3 il NLRP 3 o #7 #l Caspase-1

YR S M Caspase-1 116 £ /0 Al TL- 18 340745 ok 2>
T p e g R, 4 B b R 4 I AT 2 IR v b
pro-Caspase-1 ik , [ L, #0224 U9 AT 245 #0 AT fig
% 5% Caspase-1 1975 fbid #2 .

g5 LTIk, AR #E MR EOAT 51 R K BRI PR 2 4R
it 2 N5 B 22 O Ty R 32 5, DT 5 e A K B RE
AT 25 HORR ek AB S T 1Y K BRDA 1 T R B A
FEHLH AT BE J2 24 U3 AT 2 o o M 2 NLRP3/
Caspase-1 {5 53 [ 100 1l 2 i /MA T Ak, 3001 28 4%
i SN, AT 2 FEA 22 DR A
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