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Z T SIRT1/NLRP3/ Caspase-1 15 S 18 & #8 1+ 10 fg ik BR X Bh Bk 543 #F 4L

NN A

Merig', HWHY, KB 80, #Eigt
(1. b#EFEZG A, LT TF 030619; 2. KALER, L7 KJE 030008; 3. A T4 FEHHRIK,
T RIE 110032; 4. TFHEHKFE, T I 110847)

WE: BR UL OMRBKEX /N RS REREAL R SCEE . FiE Apok™ ™ /INEUIRIME i IR Ikt 12 J&1 1755 2 Jik ok A i
b (AS) BERY, NGREAR R T E BEAL AT LTI | BTFEAR A VT 4L (2.6 me/kg) ALO MK EREAL, wlE4l (13.91,
27.82 ¢/kg), HI CSTBL/6) /NRAERZ A4, 45245 8 Ji)m, Rl/hEUmE TC. TG, LDL-C, HDL-C 7K3F; ELISA ¥
K B Sk IL-18 . 1L-18 7K3F-; HE Yo sk 32 g ik BE SR FRAR b 4T O Y (a4 F Sh Pk BEH AL ; Western
blot AT S KHZ SIRT1, NLRP3, Caspase-1, cleaved-Caspase-1 HI13RE, &R S A LE, BBH/ MR F
KA R BTIURRIZN IKBEHIE i, SR ARG ;1 TC. TG, LDL-C /K F-F1 E Ik 2L IL-1, IL-18 /K F-F &
(P<0.01), I HDL-C /KR (P<0.01); EBNIK L SIRTI A F AR (P<0.01), NLRP3, cleaved-Caspase-
1/Caspase-1 ZRFHRIBTHE (P<0.01) , SR LLES, BIFRARALTT 4 A fisi ok e 45370 o 40/ B 32 20 kops 28 e B U 4%
BRI BEH AR /> (P<0.05, P<0.01); IAE TC, TG, LDL-C /K FHREFPKAL IL-18. TL-18 KFEREAL (P<
0.01), Ifil% HDL-C /K FEFHE (P<0.01); FshlikH4 SIRTI HHFEIXTHE (P<0.05, P<0.01), NLRP3, cleaved-
Caspase-1/Caspase-1 & [ARIEFEL (P<0.05, P<0.01), Z5i€ O Mk T @ i3 9875 SIRT1/NLRP3/ Caspase-1 {55 il
B, peEanigET, BHAR TR ARE 1 IL-18 I IL-18 43, T &R 3EHT AS #E .,

KR . ‘DH—IZI‘M(J%, sk R AL MMEET; RIE; SIRT1/NLRP3/Caspase-1 (550 1

hESES. R285.5 XERFRERRD: A MEHES . 1001-1528(2026)01-0250-05
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2021 47, [ B BT K0 O i A HRESINH, AS BB BT, R KR [ R

R B AT H R RN AL TR, g
ks BEAE Ak (atherosclerosis, AS) +&U» Il 8 B IR
TR FEH RS, MR B RRE
AWFEEI, AS JAEH NLRP3 Kb T, #omfil
HAGR WS . NLRP3 48 iE /MA Rl i B
ST LR E T B 25 SO, R AR SRR AL, SRR
pro-Caspase-1 Jf-fifi HiyiE /L 4 cleaved-Caspase-1, %4
f# pro-1L-18 A IL-1B8 1 1L-18, 5K RAE SN, 1M
NLRP3/ Caspase-1 {5 5 38 % (14 380 1% 7] firh % 240 Jfd £
T2 R R MR MR T R T, HRRAE 2
AP . BRERR, FEZ IL-1B ., 1L-18 S5 R 4E K
FREE, IR SRE R, A S UER], YU
BT F 1 (sintuin 1, SIRT1) Al Akt KA
SR NLRP3 S IMA Y BTE

KA. 2025-04-27

TR AT B2 g 35 5 5K B IRARBOR 5 %
ERZ B IMA, Bt <8, 5. &7 1L
Wl DMK EE 12 WL, A B
A 9 bR 2 2 i, LSRRI RE A iR 2
Oy, HAPUM/NURE, I 50E . W AS 1F
5 R (1= = RN ) I 7 NG 7 D P T O N 1
K H ApoE ™ /NE M HE AS BRI 455 iR bk E i
135 SIRT1/NLRP3/ Caspasel 15 5 i 5 K & ¥ 2k
e AS WFEHT
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1.1 34 32 HfEME ApoE” /M, 8 H C57BL/
6] /IR, 6~8 Y, 0 A At 5t 2 i A 42 50 55 3
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g [ S5 sh i AT UE S SYXK (1)
2019-0004 ], 1R 18~22 °C, FHXEEE 45% ~55% ,
WIS 12 h 288, R4l T R RH SR sh
ERRZE B U (HEMESS 21000042023141)

1.2 XM HE Jeadde | Jher 0 Yl (a3
IR EYBHEARA A, 515 G1003, G1016);
TC. TG, LDL-C, HDL-C iX#| & (/g & & kY
TREMRARAE, 585 Al11-1-1, A110-1-1,
G113-1-1, G112-1-1); IL-1B. IL-18 ELISA {7 &
(VLI BRIV A RA R, 585 MM-0040M1, MM-
0169M1); SIRTI1, Caspasel . cleaved-Caspase-1 $T
(A EREYEARGRFTIEAFA, 85
340929 . 342947, 341030); NLRP3 Hiik (L=
JEAYFARARAF, 145 27458-1-AP)

1.3 %4 Ok HF S 15 g B 20 g,
AGLL 6 ¢, 264K 10 g, HA 10 g, EHR 15 ¢, A8
210, IWHRE 12 g, EPEHE 9 g M, 9Ky
VIRBCO Bk, W AT Bt 2l (4R
ABRAE], FTFEAATTES R B b R s e A
FRAWE (W5 &6 240 R AR A ™, F25ifEF
H20193144) .

1.4 L% RM2255 BBREY AL (FEEERA
#]); Pannoramic MIDI %Y ) F HH54L (59 7 Al
3DHISTECH /A 7)) ; 5424R &5 2 3 8 VR 55 0
ML, MK3 BEEFRAL (35 Thermo AT ) ; 1658033
RUHL PR A, % B 5% # A (32 [H Bio-Rad A ) ;
PE60101 BYHL UK HLIR [ 5248 (M) EWRHECA
FRAT ] 5 Image-Quant LAS500 % % 56 A% 43 Hr iYL
(HAE AR,

2 A&

2.1 #ABES 5 ApoE” /NES T NG E E
TENA S 12 A, SRS BEAL S BRI | BT AR AR
TR I KR A . i, a8 H, JIHR
8 H C57BL/6) /NRAE A H4 . AN S /MR
YIRS, /NEURE R 25 P AR TR 4 T i
9. 1A%, BLCRNBKEAL, minl a1l a2 7 &=
I35 13.91, 27.82 o/kg, BUACARABTT 4 0E S 45
7R 2.6 mg/kg, A5 YL FIALTY 41 4351 i 4
RBUEREIK, %L 8 A, Hhdin, /IMEUERE
TS 4% UV TG 2 BRI, FRBRIR SRR M, gy
TR, 1B EPRIRBEA, BT 4% 2R H
R -80 C KA,

2.2 #£F TC, TG, LDL-C., HDL-C K-FH#m %
TEAR SR UL, E EREFL I AZRIRK . 1

HESD . MUIHFEARSS 2.5 ul, FEIDA TAEW, #57.
EE R IE RO, TR IR,
2.3 ELISA Z*#& 0 £ 3) bk2e 2% IL-18, 1L-18 /K
T AT INAGE B RIPA 24 60F 2R 1 g
HlF, WIS 4 °C . 3 000 r/min B0 15 min, H
VER, HRRARIE ELISA 857 & Ui B B TG
2.4 HE FEMFEFHMIERMETA  FEALE
4% Z R EE P E 2 24 b JFHUCH, MR SRR K,
THIREY], AR, WA (Z44~5 pm), W
A, R, BRARRERY, Wokmuk, H2a1k
(FERL2r) | REE, Wik, Premiz e, BREE ZBE
Bk ZWORER . B, 7R R T IEE,
2.5 i O FEMK EFHpksmedmMm HL-80 C
BURIIESI KA 2, OCT M3, &AL )5 % %k
PIR (JEEZ 8~10 pm), 4% £ 5 HEE b [# 2
20 min, YK YE 3 W, B AL 0 10
min, SENEEL, BEUE, RARREL, WKk,
SR, FRETK YL IR K RS T
PR R, 7R BB T OWEE, T B AR
(L) Sk, AFXCyREHmALG = (B
A HA TR x100% .
2.6  Western blot #* #& M| £ 3h Bk 40 22 SIRT1,
NLRP3. Caspase-1. cleaved-Caspase-1 & & F &3
TR PRI, AL & RIPA 240K, BHES
VK - 2844# 30 min, 4 °C . 12 000 r/min &> 30 min,
WML, R FH BCA SR A I 2 vk i, i
il AL, WK M ARASE 5 min, ZEENC EAE
HLPK . BRI B PR S f% MR SIRT1, NLRP3,
Caspasel . cleaved-Caspase-1 £ FH 3T 14 15d BH 3 Fic il
—PUAR, 4 CER LR, W, P E 60
min, VeI W5
2.7 %t F 44 i@ GraphPad Prism 9.5 {4
HATAE R, BAELL (xxs) Fon, RS E ]
BRI R T 22004, AR IR RAES
R, P<0.05 £ ZmBAGIHHE L,
3 R
3.1 SRmAK B AT AS A R E B Bk R B R AL
#e S TG SR, RSk
OB ;. BV B IRAE A IR, S i AR
K, WIRANMIAT L, SEBUZH LR, BlHG i iT4H
TRV i 5 5 791 2 B T AR S B AR B e, L
K1,
3.2 SRR AS DR AR R-FHFHm S5
P R, BRI IME TC, TG, LDL-C KTt
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E

W ANA AU, BRI, C HRHLRALITEAL, D, E 535
OB BKREAR . wflie g, HiSkHR R SR BE

1 FHNMREFRAARRFELTNL (HE &,

x200)
20 - 8 -
#H#
#H

154 6
; ’VJ EEd s
k) k)

10 4
: H
g 5 = "

0 0

A B C D E A B C D E

(P<0.01), HDL-C /K V[ (P<0.01); S
R, BATHE AR At 7T 2H 0O i kB 45 751 o 2 of T
TC., TG, LDL-C /KPRt (P<0.01), HDL-C 7K
TR (P<0.01), WK 2,

3.3 CSBREA AS DR EFHIRAR K E B FK
Fey ¥ HE PR, BRI F k48 1-
1B, IL-18 /K FTHE (P<0.01); SHIAIA L,
BT FE AR T T 2 000 i KRR 45 791 12 24 3 B ik 2 41 1L-
18, IL-18 /KFFEAL (P<0.05, P<0.01), ULKE 3,
3.4 SR AT AS N R Bh Bk pE 3k @ AR B T
ReGFem S HHFIPRALUR WL @K, WA
SRR AL B BRI AL XS, F Bk BE
PR, AR/ PR A TT 20 000 i ik 5 25 571
A AL X, B 3 3 KBSk i A
o7 T R AT, RIS LR, BTFRRA

10 5 4 4 =
8- = %
I oo L3 "
E 6+ g s
5 % £ P e
Q 41 Q
= =
2, 2 14

0- 0

A B C D E A B C D E

: AHZEHA, BB, COMRTEAALITAL, D, E 250 DIRMKERIR, mfliEd, 52 H4g, *P<0. 015 SRR LE, ™ P<0.01,

B2 &HA/NRMiETC, TG, LDL-C, HDL-C /K (Xs, n=5)

150 - 200 -

## #
o 22150 4 ¥ sk
:‘oloo- ¥ %1
k%

£ £
g £ 100 g
= *k =
(=% o0
w50 - iy
= = 50

0 0 -

A B C D E A B C D E

e A NZSEYL, B oML, ¢ AMTHEMRMITA, D, E 405

R KRS . SRR A ., 55 A LE " P<0.01; S5EARIL

W#, * P<0.05, ™ P<0.01,

B3 fFAMREZKAE IL-1B, IL-18 KF (xzs,
n=5)

TT Bt Mo ik B 45 791 2 4 20 68 DX 3 1 B 2D (P<
0.05, P<0.01), WK 4,

3.5 R Bk AT AS N R OE B Bk 48 R SIRTI
NLRP3, Caspase-1, cleaved-Caspase-1 Ea ki
Hoh S EA R, BAH E k2 SIRTI 4
FIIAEK (P<0.01), NLRP3. cleaved-Caspase-
1/Caspase-1 fE H Rk T+ (P<0.01); HEiAIZ

252

[

0

A B C D E

TE: AN EYL, BORUNAL, C HRTHERAMIT4L, D, E 45N

O BKEAR , mRI L], SRR R, ¢ P<0.05, ™ P<0.01,

4 EHNMNBRHTOLBEARMCERFGEMR L
(%200, x+s, n=3)

FAEE,  BTE A e 7T 20 0o il ok B 5 751 22 2 = 3 ik 4
ZUSIRTI FHH KK TR (P<0.05, P<0.01),
NLRP3 . cleaved-Caspase-1/Caspase-1 £ [1 1k K
(P<0.05, P<0.01), WLK 5,
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cleaved-Caspase-1

SIRTIEHKIE

I

Caspase-1 45 kDa

B -actin ———— 51D

n
1

#Hit

NLRP3&E A &k

=3
n
1

>
1
cleaved-Caspase-1/Caspase-15K FARIA

TE: AAZ A4, B RERIA, CNPHTHMITA, D, E 250 RIKEIE ., SilEdl, 52 09, P<0.01; SEAIYHE,

* P<0.05, ™ P<0.01,

5 HBAMNREZNFKEAL SIRT1, NLRP3, Caspase-1, cleaved-Caspase-1 EEHRIE (xxs, n=3)

4 it

SIKBEHE AS ML B AE B Y ) R
BB R, MAIE L, 75Kk B O i g B
Wi, WLCHURERE , w78 etk s ki 4 5 L i
FER 2 76% 1 AS KEBEHIE NS & R &
PRI TS, QM. ol . RERE . siESs, M=
A W5 308 A 08 Al JRUIS: R 38 A7 7 18 17
T, Hafi g il 2% RE R K T AR AS A
FFELEE S R IR R I REFE AS KR i
VB JORE RN AP = A0 BBk BB o
I 240 R b 5 RE A A A AT 4 T I A L 4, 8
RERRAR S 2T 4 i, MR BEER e, BB
BRI AT BT SR a0 B B, %=
B KRB, I L AT 8 T R % AMPK/
NLRP3 {55 i i, FEAC IL-18, IL-18 /K%, /b
BEH g TR R A S N, I AS B, BT
HEAECOVR L, A I AP 3 kT AN B Y
IL-18, IL-18 7K, i/ 3 3l ik A 5T i AR S B 1
L, AR AR 5 5 A S PR BE B2 AS ) BLARLRRAE
2 L Bl ) R R R A T S R
ARMFFE R ApoE ™ /NG EE AS B, 25K,
FEAIZH 1M B A SFAR H IR H 0T T2 3 475, WD)
R BRI AR B DA VA 4N AR RN i AR B ik B
e, AR R R, O KRR ApoE™ /)N
SR A AT E Sk 2 IL-18, 1L-18 7K~F, Ik
ABEHCRIA, o A R R R M A R A AR

FENGIR . LAl S50 o ¥ B UE W, 4 E S5 I 7
AS FEA RSB R E BB, BEE LN,
RAETE AS AL F oo sfr, FFEgH™ g &
& IR RIES A BB, NLRP3 & R4 H)
FE NIy, WIESRE /MR B, WIS 5 BE AR
PESIKBERRAE SR AS S JR Y [ EE LY A ox-
LDL J2& NLRP3 % WLiiGn >, WeiinJm ik ik o5

RN ASC Al pro-Caspase-1 2H 28 R FE/MA
F4#4 pro-Caspase-1 Z4fi# A cleaved-Caspase-1, fi i
T IL-18 ., IL-18 S5 RAE K FREik, B 48 0E S
R RIEAE E AN AR T B A R,
SEN S 1 NLRP3/ASC/ Caspase-1 3 % I} fig 5| i
YFfIFET, HEOR IL-18 ., TL-18 FEik, ok s% 40 i fe
TRERH IE 2 R I F R, W AS A g5
SIRT1 J&—Ff' NAD i 14 I < e, REfdA% A+
kB (nuclear factor kappa-B, NF-kB) A 42 Z it
fk, M B il NLRP3 & H/MAE 4k, w0 1L-18
PR RSk B, SIRT1 BER)E /N NLRP3
mRNA ZAKFEFHE T 6 4%, TR A7 IL-18 /K
FE T 3452 0 SIRT1 X NLRP3 ELA # il /&
o ABFEEI, ApoE™ /N Sk L NLRP3
cleaved-Caspase-1 FIA B 3G fin, 1 SIRT1 K ik B
WD O PK BTG %% SIRT1 IRERIE, PR
NLRP3 . cleaved-Caspase-1 #3k, [q] i 3= 2l ik 41 21
HIL-1B, IL-18 K-F-722 1k 5 NLRP3, Caspase-1 &
KRR IEA 5,

ZE LTIk, O KRR BEREAR ApoE ™ /N RUMLAG |
SAEHF KT, W B KNG B IORR B B AR,
st AS HEURHIE, 1T BRI A 945 SIRT1/NLRP3/
Caspase-1 {55155, MH4nfeAET:, WD T IERAE
K IL-18 ., IL-18 43ils, MM EFEGL AS ER

S 3k
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