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[(WE] B# BHTs R (AS-IV) X HAIEAN K -18 (IL-18 ) 5519 SW1353 4ii il SR H 1 1)
PP VE R BAREHLE . ik R 100 pg/L IL-13 4b38 SW1353 4ifif 48 h A e AL IR VR Sh 4 ik /Y, Fie it
LB RIE Sy 28 UG TR AL A2 | AS-IV AL DU B A7 1 (SIRTD) 4 3 RS 8 1 -1 (AP-1)
21 . SIRT1+AP-1 41 ; 2% FFI M8 5t 55 s MAG L5 & 8 (CCK-8) ik TL-18 ficfE skl AR v J8 At [a] LA K. AS-1V
X T R (OA) YR I S A v RIS [ 5 3 PR e d5 7% G BOR R SIRTL 3638 AP-1., Ak SIRT1+ i 5%
K AP-1 5 SR IR G2 IR B 06 (ELISA ) A 45 20 40 i i P % (MDA ). 88 4 fL i ALl (SOD ), i 46 Ak &L
fifi (CAT) KA+t H K S bWl (GSH-Px) i 5 43 SR SO i ) 5t - A% N (qRT-PCR), & [
J A B R 86 (Western blotting) #:i AP-1, SIRT1 ., Ji T A1 H Bax Fl Bel-2, KA R R K B R
1T 3 (caspase-3) ) mRNA FIEE HRIAAKF. R BAIA CAT(KU/L : 7.64 +2.36 L 26.98+2.05), SOD
(kU/L:25.92+1.78 . 39.63 +2.51), GSH-Px (kU/L : 176.70 +8.36 I, 261.40+12.71) & & 4 B AKX T35 (A %) 18
21 (¥ P<0.05), 1] MDA & &85 T25 FA R4 (umol/L : 13.52+2.88 £ 6.24+0.37, P<0.05), MA AS-IV
Jo, SRR B, AS-IVEAH CAT (KU/L : 24.82 +2.49 [t 7.64 +2.36), SOD (kU/L : 38.56 £2.25 [, 25.92+1.78),
GSH-Px (kU/L : 231.40+20.11 [t 176.70 +8.36) & & ¥ W] & 7t = (3 P<0.05), MDA & fit BT & [ I (umol/L :
7.124+1.00 b 13.52+2.88, P<0.05), H. AS-IV BEA &L i SW1353 498 1=, T 94 AP-1 B985 13535 (AP-1/
Tubulin : 0.39+0.03 . 1.11+0.06, P<<0.05), [&] i5f [ 4 SIRTI iy & A 3 ik (SIRT1/Tubulin : 1.34+0.11
1.06£0.12, P<<0.05), 7EMLHERE @K SIRTL, 3 #2358 AP-1 DL AR SIRT1+ 34 5235 AP-1 57,5 AS-IV4{ L
%, SIRT1 4H . AP-1 4 &% SIRT1+AP-1 41 CAT (kU/L:5.32+1.22.5.93+2.11, 4.13+1.93 [, 24.82+2.49), SOD
(kU/L :25.19+1.18. 26.02+2.04, 21.02+1.56 It 38.56+2.25), GSH-Px (kU/L : 181.40+12.71 . 175.50+10.40.
148.00+ 16.64 tr 231.40+20.11) & & ¥ B & K& Ik (38 P<<0.05), MDA % 1 2% 3% /il (umol/L : 13.83 +2.51
16.85+2.74 ., 45.00+ 1.66 [, 7.12+1.00, ¥ P<0.05), Ifii AP-1. Bax. caspase-3 ] mRNA 175 [ 3235 7K 5 24 1]
S IFE (AP-1 mRNA 34 (274%%) 1 4.9340.25. 5.30+0.57. 6.10+0.18 [t 1.53+0.42, AP-1 % 4 %35 (AP-1/
Tubulin) : 1.11+0.04., 1.18 +0.10. 1.60+0.09 ¥, 0.39 +0.03 ; Bax mRNA %k (2744%) . 4.60+0.43 . 476 +0.63 .
6.16+0.53 [t 1.49+0.45, Bax 28 [4 # 35 (Bax/Tubulin) : 0.80+0.11, 0.92+0.06. 1.48+0.10 [t 0.43+0.08;
caspase-3 mRNA 3k (2744).7.274£0.90,7.12+1.09,9.38 £0.58 Lt 1.20+0.35, caspase-3 5 [1Fik (caspase-3/
Tubulin) : 0.75+0.11, 0.79+0.06. 1.02+0.11 [t 0.48 +0.04,3] P<0.05 ), SIRT1 1 Bel-2 i mRNA K& 135k
JKF-H480 5 R ( SIRT1 mRNA 235 (2724%) 1 0.64+0.09, 0.63+0.05, 0.28+0.06 £, 0.86+0.05, SIRT1 &%
% (SIRT1/Tubulin) : 0.94+0.05, 0.97+0.07., 0.26+0.06 It 1.34+0.11 ; Bel-2 mRNA ik (2744%) . 0.38 +0.04,
0.43+0.05, 0.18+£0.08 [t 0.70+0.09, Bel-2 & [ 3¢ ik (Bel-2/Tubulin) : 0.76 £0.06, 0.80+0.07, 0.34+0.06 [t
1.15+0.08,1 P<0.05 ). it AS-IVAEMS{RYT IL-18 53110 SW 1353 AN L0, o3t SW1353 40T,
HAEFHMLH AT A8 5 HA TS SIRT1/AP-1 {55 %A % .
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[Abstract] Objective To explore the protective effect of astragalosideV(AS-IV) on oxidative damage
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model induced by interleukin-1B (IL-1B) in SWI1353 cells and its underlying mechanisms. Methods The
SW1353 cells were treated with 100 pg/L IL-1B for 48 hours to construct an in vitro cell model of oxidative damage.
The cells were randomly divided into six groups: blank control, model, AS-IV, sirtuin 1 (SIRT1)-knockdown,
activator protein-1 (AP-1)-overexpression, and SIRT1-knockdown+AP-1-overexpression. The optimal concentration and
time for [L-1B and the optimal concentration and time for AS-IV in the treatment of osteoarthritis (OA) were screened
using the cell counting kit-8 (CCK-8) assay. SIRT1 knockdown and AP-1 overexpression were achieved by lentiviral
transfection. The contents of malondialdehyde (MDA), superoxide dismutase (SOD), catalase (CAT), and glutathione
peroxidase (GSH-Px) in each group of cells were detected by enzyme-linked immunosorbent assay (ELISA). The mRNA
and protein expressions of AP-1, SIRT1, Bax, Bel-2, and caspase-3 were detected by quantitative reverse transcription-
polymerase chain reaction (QRT-PCR) and Western blotting, respectively. Results The contents of CAT (kU/L:
7.64£2.36 vs. 26.98+£2.05), SOD (kU/L: 25.92+1.78 vs. 39.63+2.51), and GSH-Px (kU/L: 176.70 £8.36 vs.
261.40 £ 12.71) in the model group were significantly lower than those in the blank control group (all P < 0.05), while the
content of MDA was significantly higher (umol/L: 13.52+2.88 vs. 6.24 +0.37, P < 0.05). After the addition of AS-IV,
compared with the model group, the contents of CAT (kU/L: 24.82 +2.49 vs. 7.64 +2.36), SOD (kU/L: 38.56 £2.25 vs.
25.9241.78), and GSH-Px (kU/L: 231.40+20.11 vs. 176.70 £ 8.36) in the AS-IV group were significantly increased
(both P < 0.05), and the content of MDA (umol/L: 7.12 £ 1.00 vs. 13.52£2.88, P < 0.05) was significantly decreased.
Moreover, AS-IV could effectively inhibit the apoptosis of SW1353 cells, down-regulate the protein expression of
AP-1 (AP-1/Tubulin: 0.39 £0.03 vs. 1.11 £0.06, P < 0.05), and up-regulate the protein expression of SIRT1 (SIRT1/
Tubulin: 1.34 +0.11 vs. 1.06 +0.12, P < 0.05). After reducing SIRT1 knockdown, AP-1 overexpression, and combined
SIRT1 knockdown with AP-1 overexpression, compared with the AS-IV group, the contents of CAT (kU/L: 5.32 +1.22,
5.93+2.11, 4.13£1.93 vs. 24.82 £2.49), SOD (kU/L: 25.19 £ 1.18, 26.02 +£2.04, 21.02+ 1.56 vs. 38.56 +2.25), and
GSH-Px (kU/L: 181.40 £12.71, 175.50 £ 10.40, 148.00 £ 16.64 vs. 231.40 £20.11) in the SIRT1 group, AP-1 group, and
SIRT1+AP-1 group were significantly decreased (all P < 0.05), while the MDA content increased (umol/L: 13.83 £2.51,
16.85£2.74, 45.00 £ 1.66 vs. 7.12£1.00, all P < 0.05), and the mRNA and protein expression levels of AP-1, Bax,
and caspase-3 were significantly increased [AP-1 mRNA expression (27**): 4.93+0.25, 5.30+0.57, 6.10+0.18
vs. 1.53£0.42, AP-1 protein expression (AP-1/Tubulin): 1.11£0.04, 1.18 £0.10, 1.60£0.09 vs. 0.39 £0.03; Bax
mRNA expression (274 *): 4.60+0.43, 4.76 +0.63, 6.16 +-0.53 vs. 1.49+0.45, Bax protein expression (Bax/Tubulin):
0.80+0.11, 0.9240.06, 1.48+0.10 vs. 0.4340.08; caspase-3 mRNA expression (27A AC'): 7.27+0.90, 7.12+1.09,
9.38 £0.58 vs. 1.2040.35, caspase-3 protein expression (caspase-3/Tubulin): 0.75£0.11, 0.79+0.06, 1.02£0.11 vs.
0.48 +0.04, all P < 0.05], while the mRNA and protein expression levels of SIRT1 and Bel-2 were significantly decreased
(SIRT1 mRNA expression (27*%): 0.64+0.09, 0.63+0.05, 0.28 +0.06 vs. 0.86+0.05, SIRTI protein expression
(SIRT1/Tubulin): 0.94+0.05, 0.97+0.07, 0.26+0.06 vs. 1.34+0.11; Bel-2 mRNA expression (27**%): 0.38 +0.04,
0.431+0.05, 0.18 =0.08 vs. 0.70 £ 0.09, Bel-2 protein expression (Bel-2/Tubulin): 0.76 +0.06, 0.80 0.07, 0.34 £0.06
vs. 1.15+0.08, all P < 0.05). Conclusion AS-IV can protect SW1353 cells from oxidative damage induced by
IL-1B and alleviate cell apoptosis, the mechanism of its action may be related to its activation of the SIRT1/AP-1
signaling pathway.
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HCE B PR PLEIAT A R 2D e R, AT
FENEALIIA T, TRBHRST OA RIS,
OA 2R TR BEHT By S BE AT [0]

B ECTE (RRASRIZE ) e 51 b, BAANS
FHBH L B2 1 TE DK R, B2 B
MR, A PR PLR B T 5 2 2y
FEELEpET ] AT (astragaloside IV, AS-IV) fE
R FEBE PR, AR A B
WFFERM], AS-IVAE ELEEIE BRI B Ak R T B
A5 H i, AT AR N PR R R A,
B A0 L bt A AR RE T AT AE — i FR B ZZ OA
K R ERR BB —E RIRITRCR . BT 0A KK
5S8R SR VIAH G, T AS-IV AT BB 14 B 8 A e
P, PRI, AR S50 B T AR AP BT, 6 A A
% -1B (interleukin-1B , IL-1B ) i 5 19 N\ H0H 98 21
i SW1353 S AL DB R, R0 AS-IV Xk 48 Ak 1z i
FI R O 405 B DR AP R K o35 BILAR], DT A 1)
W AS-IV 95T OA 1EHIFLE SR UEEIE M, > OA 2
PENNE B 202 T WO RERT 7 0], o R B T16 48
HZGH OA 677 AR S R Y R
1 MR
L1 EZARE: O SCHAL - SW1353 Zf il bk 221
HAR AR AEYPHARAF, © LRk .
TEE WIGGENS 2 w) A= 77 1Y — S Al fi 200 Jfd 355 5% 4
(WCI-180), ¥ T4 £ i b T R R 7 A= W) (A
JBety A BRZ2S Fl $41E (SW-CJ-2D).  H 4% Nikon f8]
2¢ 3 BB (Eclipse Ts2R ), 32 [# Thermo Scientific
PEFEI 1550 BUEEARAL | ProFlex JZ % 5% - B4y ik
JZ W (reverse transcription-polymerase chain reaction,
RT-PCR) ¥ } QuantStudio 5 %¢ ¢ & & PCR 1%,
@ 255550 - AS-IV  TL-18 ¥4I [ iz sapkt
PR A AT B ] 5 4 M A 5 -5 B P AG I 300 &
8 (cell counting kit-8, CCK-8) Il H % [HA% AR A= 9
BARA RAT 80 BRI CR6) A
FRZNF] 3 9 1% (malondialdehyde, MDA ), 2+ Bt H K
i3 A AL ¥ B (glutathione peroxidase, GSH-Px ). i# 4%
AW 57 AT (superoxide dismutase, SOD ), i %A 4L 5
it} (catalase, CAT) K7 &340 3 R ot @AY
ARSI 5 SEm 2O 5 PCR 0 & L fu sk
A&y ALt RG RAEMRHEARATR s 2ER
PRGN & A LRt R TR RA R 5 S
I -1 (activator protein-1, AP-1 YVHUAR | RAR IR
P2 e R 55 i 3 (caspase-3) FUIR I8 T-HH G 2

1 Bax SR A R =AY HE ARG RAF 5 UL
R B T 1 (sirtuin 1, SIRT1) FLi0E H 71958
Affinity A ] 5 Bel-2 HTARIE A BUH A2 A W) H AR AT
BT,

1.2 R CCK-8 vk IL-1 B B AR B2 At ] «
B SW1353 4iffu T 96 FLA I, FRbf IL-1B8 £}
FRBE 010,20, 50, 100 pg/L (A [l A Ji5 Ak 3
A, 23R SE 12, 24 48 h LA CCK-8 1] , B
WEE 1 h 5K 450 nm AW (absorbance , A ) H,
D J5 AT Ge it 240 B, i i IL-1 8 4 a4 fh i
P f i e R sF 1]

1.3 R JH CCK-8 fifi vk AS-IVIG YT OA By ek J&F
FEsE 8]« 8 B BB i AS-IV BRI AR BE R 0., 50,
100, 200 mmol/L FYARN[RIVR BEASE . K SW1353 4 fifg
I3 RAS X R | BRI NS 254, TR RS
Fide LIRREIRIE 25 PN HR A B 4o ss Py ik B
HFNZE 2 20 75 100 pg/L 1L-18 AU RS SR AL, 2524
2 B SR L P [R] B ACAS RV B 1 AS-IV, 433l #E T
i 12.24 .48 h i A CCK-8 &7, 6HEE 1 h Jaks:
I 450 nm &b A B, AT 2E AS-IVIARYT OA Rk
JEE ]

1.4 4 2 Fa 2 i % SIRT1/ i 2 15 AP-1/ g A%
SIRT1+ 133k AP-1 (9 SW1353 4iiffikk . @ fiikie
SR REXT A B Y e A3 52 8 (multipicity of infection,
MOI) : HU SW1353 40 ffd 43 # T 6 fL # 1, & L
3X10° 4>, % 18 MOIL 4 5. 10, 25 43 51 # B wif A1
SIRT1 #1 AP-1 5. HHIEFRIEIF AN RE , B
72 h JEFEDS G E RN WS, [FIEK 4 i
A3 RS AR R AL B REZH DL R 12 s # i e 4
¥ 7% 96 2 £ RT-PCR (quantitative RT-PCR, qRT-
PCR) B UE R A1 SIRT1 533 ik AP-1 AR YLK,
AT R P 5 KT AR MOL. ) 12 AR AR5 UL « il
Ik SIRT1/ 3 %35 AP-1 : B SW1353 4iijfy, 24 4n g
2 B R 2 80% HHH AL B . B It S 4 e Fe B L.
3X10° RN E) 6 FLAT . T 37 CHEIRE AT
KRR 24 h ARG BE J5 3 0 A B 8 LA
| mL BN BRR . FRUCK RS- R E T 37 ClH IR
FENIEE 24 h J5 A ERTERYRE SR, AN 2 mL
B 10% FGAE M5 R DMEM R 3558, 5555 48 h )5, hn
NI B R I TIRE , 32 2 18 1 I G LR

1.5 HWF5E 504 . ¥ SW1353 40 il 43 o~ 25 1 % IR
H R 2R AR 57 R A2 (A 100 pg/L
IL-1B ). AS-IVZL (Sl A 100 ug/L IL-1B +200 mmol/L
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AS-IV). @ fik SIRT1 2H (SIRT1 41, il A 100 pg/L
IL-1B +200 mmol/L. AS-IV+ & % SIRT1 12 %5 ).
if ik AP-1 41 (AP-1 41, Jin A 100 pg/L IL-18+
200 mmol/L AS-IV+ 3 & AP-1 18 Jg #). @ ik
SIRT1+ i ik AP-1 41 (SIRT1 4 +AP-1 41, Jin A
100 pg/L 1L-1B +200 mmol/L AS-IV + & fik SIRT1 18
JREE + 3R AP-1 8957 ).

1.6 &3 AUFTEAT G B e B hn i, Il
ok L PG R 24 K2 S I Sl A PR 2 D1 4 v A% AL U
(HHS £ 2021DW131),

1.7 KSR SOk

1.7.1 K JH i BX 50 9% W2 Bk 59 (enzyme-linked
immunosorbent assay, ELISA) £ Il £ 2H 41 fg
MDA . SOD. CAT. # it H kit S AL W (glutathione
peroxidase GSH-Px) HY % f& : £ 21 SW1353 4 i 5%
7% 24 h i, KB B, FBERREh 2% 1P (phosphate
buffered saline, PBS) %% 3 ¥R, )5 LA 0.25% figifiF
THALAIAE, 1 000 r/min (503248 10 em) 5.0 6 min,
I _LVE R, A R T e g T UE T AR 5% P
(radio immunoprecipitation assay lysis buffer, RIPA)
KB AR HIF, S TiEiR S . IREWHE TIK
24 30 min, FRE UK A S AL PR AR AN, 2
JETE 4 °C ., 10 000 r/min (B5.02F4E 10 em) 5504 T8
L 10 min, WCHE LI, R ELISA I £ 4141 jg
i MDA . CAT. SOD Fl GSH-Px )& &, BRAE A% 44
R G UL AT

1.7.2 R qRT-PCR Kl #4140 e Bax . Bel-2.,
caspase-3, AP-1 fll SIRT1 A% mRNA 3 ik /K F . I
L2 SW1353 20 A, FH 40 g RINA P 3 45 i 741
EARAT S RNA, I 38 2 58 A0 43l B S0 e vk B
5o, B G R R SR G0 RNA S 5
N eDNA, F— 3 52t 7 46 R R, B 2 AR 4 2702
PE 5 A A AN O T A DG BRI Bax A Bel-2 K
caspase-3, AP-1, SIRT1 ) mRNA Fik/KF-.

1.7.3  RH&E R Bl i 5 (Western blotting )
K M 2% 2 41 M9 Bax. Bel-2. caspase-3., AP-1.
SIRT1 A4 &3k KK - AR 45 4 SW1353 i i,
B RIPA %4 i i K 26 11 g 4 o 7], & T ok B3
fi# 30 min, Bl J5 7E 4 °C. 10 000 r/min (5 0> 2 #8
10 em) 50> 15 min, 44 B0 20 40 B AR 1. 1)
M0k F B2 (bicinchoninic acid, BCA) ¥ & &5 [
JiTHk BE I A48 4z vl J5 75 3% 10 min i % 85
FES . I JE HEAT - e SE AR IR AN - IR TN s T e

#E W H, YK (sodium dodecyl sulfate-polyacrylamide gel
electropheresis, SDS-PAGE ), WA= R E (40 ug ) W
5% 2 B — 3 LM (polyvinylidene difluoride, PVDF)
Bt 1o 5% R W5E A 1 h IRA S LR -20 /Y
— P W L 2 I B BE 5% i L 7K (Tris-Buffered Saline
with Tween-20, TBST) i B i) —$if T 4 CEE i
Bo UCH JH TBST Bk 3 U, FHATAAH L A& /9 —
YU, EEFF 2 h, TBST EEUE 3 YR A R &
9% (electrochemiluminescentimm unoassay, ECL) {5
WHEAT RO, il FOLMR R G &, ]
Image J 3R0F50 0T 250 IR BEAHL, LA H R 5 N 24
B A (Tubulin) 4 FUKERY UM FR7s HFR T RY
FILAKF-o

1.8 Siit2#4#r : fli H GraphPad Prism 8.0.2 #k{4:
58 WCECHE B SE T Ak 31 N I R 25 i A5 5 IE S A A
AT ORI B + drifE2E (R +s) Ron, 24
() AR FH PR 3R 7 22 43 BT, S () 261 8] 75 7 1L 5
P& Tukey's HSD K. P<<0.05 H 2544 G124
=2

2 & R

2.1 IL-1B P55 SW1353 4il fitd & Ak 451 475 455 7 1) I
PRV B Sy a) (5% 1)« FAS [R)#k JE TL-18 43 5i1) b
H SW1353 4Hfl 12, 24 48 h Ji7 , ANMI TG MR35 2 0
TR (P<0.05), H 40 KTV H R S 118 ¥ E
WOVAOE, i B2 100 pg/L ., VEHII i) 48 h X
SW 1353 2 Jifg 1if 4 52 i 45 A B (P<<0.05). il B
100 pg/L A/E ] 48 h 1L-18 BEfT S50 5.

K1 AERE IL-18 (EA&EE &

SW1353 fRaiEERILE R (x +5)

IL-1B e ] FEAKL SW 1353 4HiitsfY
(ng/L) (L) T (A{H)
0 BT 12 h 3 106.00+4.41
B 24 h 3 100.30+2.39
T 48 h 3 100.00+7.77
10 TS 12 h 3 97.08 +4.60
TS 24 h 3 92.00+7.70
TIF 48 h 3 90.38 +6.63

20 BT 121 3 93.42+5.60 %
TR 24 h 3 85.83+7.93

HF 48 h 3 80.53+6.37"

50 HIBT 12 h 3 86.85+4.95"

HIB 24 h 3 80.31+8.50"

HBJ 48 h 3 76.28+5.16%

100 TS 12 h 3 84.00+6.11°

TIB 24 h 3 76.74+7.98 %

T 48 h 3 67.30+6.237

2 5 118 0w/l R L4, ©P<0.05



FPEF RS S ARG 2026 4F 4 A4 33 %55 21 Chin J TCM WM Crit Care, April 2026, Vol.33, No.2

* 213 -

2.2 AS-IVIRYT OA MYV BEANES[A] (R 2~ 3) :
FERZH TL-18 Y] 12, 24, 48 h SW1353 4 if 49 78
T PR B B A (38 P<<0.05), 3¢ B 5 7 11 45 i 1)
FHASTR M B AS-IV 23 i Ab B0 M 12, 24, 48 h ),
4 35 M 5 0 T (B P<0.05), Ho 41 HfL T
PERY B TS AS-IV A vk B %% D) AE OC, bk B o
200 mmol/L . YE T[] 48 h XF SW1353 4 Jifd i P i)
SZM e i (P<0.01), BCZEHR 200 mmol/L AS-IV |
YEH 48 h AT 450K

®2 ZEWMRASKEERERESR

SW1353 AR iE L& (x £ 5)

o X FEAKL SW1353 4l
<l il L) o (A i)
SEAXTIRA R 12h 3 99.94+1.58
¥F 24 h 3 100.00+2.76
K% 48 h 3 106.20+4.51
kel RS 12 h 3 80.69+5.95%
RS 24 h 3 72.00+4.24"
TR 48 h 3 68.30+7.58?
52 O IR R L, *P<<0.05

F3 AEKRE AS- NV TH &R E S

SW1353 ZHAaHEMEELEE (x +5)

AS-IV e E il FEAEL SW1353 4ififi
(mmol/L) (fL) T (A B)
0 BT 121 3 80.69+5.95
TR 24 h 3 72.00+4.24
TS 48 h 3 68.30+7.58
25 B 12 h 3 83.61 +4.26
HIFE 24 h 3 79.33+3.86
TS 48 h 3 76.67+6.92
50 HIBE 12 h 3 88.95+3.51
TIB 24 0 3 82.88+3.26
TFL 48 h 3 81.67+7.51
100 TS 12 h 3 92.45+3.04
HIBE 24 h 3 90.33+6.21%
HIFE 48 h 3 88.61 +4.69°
200 TS 12 h 3 93.93+4.61°
TS 24 h 3 93.61+2.95%
FB 48 h 3 101.60+5.41%

F 5 0 mmol/L AS-IVIRERI HLAL, *P<0.05

2.3 UK SIRTI/ i 36 3k AP-1 18 55 25 55 Y %
(F 1~3): ISR 72 h 5, A IR 2
S BT B M R B A I ZR AT L, 76 MOI 2R 25 i,
B SIRT1 M ik 2555 AP-1 18 95 35 i Yo g R e A,
B H MOIT oy 25 75 22555, LA MOT 2R 25 119
T TR YL 4N I A SIRT1/ 34635 AP-1 )5, qRT-
PCR ki 25 5 b 7, 18 995 2 % YL i & & RNA (short
hairpin RNA, shRNA1 . shRNA2 . shRNA3) 41 SIRTI
mRNA &35 7K - 5 351K T 25 0T BEZE R 9 4 %o AR

ZH (2744, 0.294+0.09, 0.96+0.03, 0.30+0.06 Lt
0.97 +0.04, 0.96 +0.03, ] P<0.05), & W18 55 &/
SR EE Y] K AR, ik SIRT1 mRNA 235 T i,
HRTA] shRNA J751) i AR 5 SRAH T, 35 B SC AR 1=
R FE R A, PT TR 225050 5 M2 m st e AP-1
ZH AP-1 mRNA k7K 1 3 T 25 1 % B2 A
B PR % B 41 (2744, 17.07+0.81 [ 1.00+0.41,
0.98 +0.38, ¥ P<<0.05), 2 W18 55 7 /v T 1Y 1% Yo
AEA ROB AP-1 LR 5 A RSB it 363k, % Je st
R, AT TR, T UL LS, e sk
PR SIRT1 £ A %) 40 B, #% MOT 2 25 fin A 4570y
AP-1 S FR# AR R IR T, 55 5% 48 h 5, A ERS
B R PEATOR E, JBR YL 72 h SR VORI E A T
WL AN 2 a5, B AT R A5 AR SIRT1 S5 ik
AP-1 )5 e py 2 Lk

@ MOIL45

MOIZ410

MOIA25

shRNAT

shRNA2

shRNA3

@ shRNAT

ShRNA2

shRNA3

2 A R SIRTL 9 4% 44 SW1353 4HJfA R MOL Ay
TRk I (PRSI 5 B 9 MOT=25 i, WIRREF R &I SIRTI
PR EEE e SW1353 ZHMIAR 1Y AEFRORAS (IRFEICR)

1 FOGBAET ERIE SIRTL By
SW1353 4R AL YL BB
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@ MOIAS MOI#10 MOI %25

@ z

A Rk IR AP-1 12 EE ;Y SW1353 ZHfiEASH] MOT FAY
YRR (FPEHOR) 5 B S MOI=25 I, BRI T b 463k
AP-1 18955 e SW1353 4Bk A A= KR A (IRAFICR)

EH2 7ObBMsT T NE Tk AP-1 Rt
SW1353 AR YLIE AL

FURSIR T LEE A B AP-THER

H3 ZOLEmsE e dRE AP-1 FIEEfK SIRT1
BIRERIE YL SW1353 4B

11

24 AS-IVXT IL-1B 75519 SW1353 i Jifd S AL 1
FHOCHEF RS2 (3 4) « BIRIZ CAT. SOD 2 GSH-
Px S0 AR T2 (O IR, i MDA & 51
BT A I IR (1) P<0.05), B I EE S T4
AR AL, fin A AS-IV )&, CAT. SOD. GSH-Px
FrE R TR, MDA 5 5B B RRIK (35 P<0.05),
FEH AS-IV B DL il A L 38 s By . 7E IR
i A SIRT1 Al i & 15 AP-1 LA K @it Ik SIRT1+ i

3Kk AP-1 Ji, CAT. SOD. GSH-Px 7 ¥4 B i f%
ik, MDA & =& 8 F+ 5 (3 P<0.05), BE I @ %
SIRT1 & F ] — & #2541 Il 55 bu 8 fb B /1, SIRT1
AR5 P A A BRI P A OG5t nT SRR 8 AP-1
VR InE E AR, TSR R G, TR B
KT —E FREE B4R 5 A, SIRT1+AP-1 2
MDA & ik — T (¥ P<0.05), ~H A INE
AL R B, DRI AS-IV 1] DU 47 SW1353 41 fifd
G TP, L AR T RS SIRT1/AP-1 {55
A

* 4 KA CAT.SOD. GSH-PX
X MDA S=tkB (x +5)

5 FEAKEL CAT SOD
(fL) (kU/L) (kU/L)
25 I R 3 26.98+2.05 39.63+2.51
FERIZH 3 7.64+236° 2592+1.78?
AS-IV4 3 24.82+2.49" 38.56+2.25"
SIRT1 #H 3 532+122°¢ 25.19+1.18°
AP-14H 3 5.93+2.11°¢ 26.02+2.04°
SIRT1+AP-1 41 3 4.13+1.93°¢ 21.02+1.56°
=N SSH-
1l FEAEL GSH-Px MDA
(£L) (KU/L) (pummol/L.)
25 X R 3 261.40+12.71 6.24+0.37
HERIZH 3 176.70+ 8.36% 13.52+2.88%
AS-IV4l 3 231.40+20.11° 7.12+1.00"
SIRT1 41 3 181.40+12.71°¢ 13.834+2.51°¢
AP-14H 3 175.50+10.40° 16.85+2.74°¢
SIRT1+AP-1 41 3 148.00+16.64 ¢ 45.00+1.66°

T S IR, *P<0.05 5 SRR AL, PP<0.05;
5 AS-IV4lIb#, °P<0.05

2.5 AS-IVXJIL-1B 5 5/ SW1353 4if Jifg rfr AP-1/
SIRT1 {5 5 1 % mRNA 18 [ % ik 7K F 19 52 i
(£5~6;K4): qRT-PCR H1 Western blotting ULl
ZEHL R FERIZH AP-1 . Bax . caspase-3 ) mRNA A
TR IRKOFE Y B T A A R, InA AS-TV
J& B TR (34 P<<0.05), 7E BLFERE T B ik SIRT1
iF 35 AP-1 K% SIRT1+ #F 3635 AP-1 J5, Hi3
ik 7K B i A (38 P<<0.05) 5 TS AL 2]
SIRT1 A1 Bel-2 A mRNA FIEE 1 257K 45 1 1K
T2s AN A, n A AS-IV J5 B 2 T 5, 76 it LAl
| A SIRTY . 1 #23k AP-1 ik SIRT1+ 3 35
AP-1J5 , & mRNA FIEL 1328 7K - B I R R (3
P<0.05). M AS-IV Al L 340 SIRT1/AP-1 38 %
KeARYT SW1353 4O T & A4, il 4 T,
MTZENE OA 2t ZAE A BIRER .
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R5 KA AP-1

.SIRT1.Bax. Bcl-2 % caspase-3 B mRNA FRikkFELE: (x +5)

1] FEAEL AP-1 mRNA SIRT1 mRNA Bax mRNA Bel-2 mRNA caspase-3 mRNA

- (fL) Fik (2744 Fik (2744 Fak (2744 Fik (2744 Fik (2744
25 (%] R4 3 1.03+0.26 1.01+0.04 1.04+0.37 1.03+0.05 1.36+0.53
HETISH 3 4.57+043° 0.59+0.06 * 4.43+0.27° 0.47+0.08 * 6.01+0.63°
AS-IV4L 3 1.53+0.42" 0.86+0.05" 1.49+0.45" 0.70+0.09" 1.20+0.35"
SIRTI 41 3 4.93+025° 0.64+0.09 ¢ 4.60+0.43° 0.38+0.04° 7.27+0.90°
AP-1 41 3 530+0.57° 0.63+0.05° 4.76+0.63° 0.43+0.05° 7.12+1.09°
SIRT1+AP-1 41 3 6.10+0.18° 0.28+0.06 6.16+0.53° 0.18+0.08° 938+0.58°

T 525 IO IR e

L AP<0.05 ; SHIIZ RS, PP<0.05 5 55 AS-IV 41144, “P<0.05

15 FEASL AP-1 FEHEIR SIRT1 fFHEH ik Bax HHFEE Bel-2 FRH A caspase-3 # [ #1k
(fL) (AP-1/Tubulin) (SIRT1/Tubulin) (Bax/Tubulin) (Bel-2/Tubulin) (AP-1/Tubulin)

23 %] IR ZH 3 0.32+0.03 1.43+0.05 0.29+0.07 1.37+0.04 0.33+0.02

T4 3 1.11+0.06° 1.06+0.12° 1.25+0.09? 0.99+0.04 0.73+0.08 *
AS-IV4H 3 0.39+0.03" 1.34+0.11" 0.43+0.08" 1.15+0.08" 0.48+0.04"
SIRT1 41 3 1.11+0.04¢ 0.94-+0.05 ° 0.80+0.11° 0.76+0.06 0.75+0.11°
AP-1 41 3 1.18+0.10° 0.97+0.07° 0.92+0.06 0.80+0.07° 0.79+0.06
SIRT1+AP-1 41 3 1.60+0.09 0.26+0.06 1.48+0.10° 0.34-+0.06° 1.02+0.11°¢

VE : 52 P IR RS, *P<0.05 3 SRR AL, PP<0.05 ; 5 AS-IV4LILE, ©P<0.05
L] SIRTI+ #x}5y G BRI SRIE S, AS-IV A S A A BT

Shr XTERZL  Bi%IZH AS-IV4] SIRTI14] AP-140 AP-14 FFi%k:
AP | e o c—— e e mm— 1 000
SIRT] | c— e *—— —— w— 20 000

Bax | —— e a—— 21 000
B2 s o . am— — 26 000
CASPASC-3 e e TR 32 000

Tubulin we— — e— a— a— a—— > (00

4 RKLHHMEH AP-1,SIRTI. Bax. Bel-2 &
caspase-3 & HFRIXKIT

3 3 i
OA F B B MR AT M e 4 s B

o A DA Y “%*JUFH?&%%”O Il & ., OA
BHE Gy NS L B | SR SR Al 2k
H, RPN AT R AU | B2 BRE = IR
1117 25 8 PR BT B AU L PR o 3, B =
Xﬂ?}’t BA BB EVET 1 78 OA SR
LRI O S L, 1 AR 5 v i 1k
SRR R AR, BSR4 2 @{Fh:
FEJRE AR . BOR M Z TR, A6 OA Bl
PCE A0 P R ROS JKF- B2 1, s QIHE@'?
ROS (81 B2 7 A AR AL BT S OA R tIL
FFBEEZ " I, OA B 2RO U I
DR P 0 o Ak R o R A N S A A B Y
BHIEE .

fegeh B2y rh, B RCIR R T AN 2, T T &
PR 3T, X0 AR R 5 OA S Mg
PIBNA YT /oK, 2 BRI 5 OA SR R i

Ak TR B A LR AP VE T, AT a8 5 45 5
BB AR s L AR A 118
53 SW1353 11 4 B A4 2 A A 48 Ak 30 1 A 28
CCK-8 SLE 25 KM, 1L-1B S5 SW1353 400
HEG I PR A, T AS-IV n] 42 gF SW1353 41 fitg fit 334
BE, 1 B AS-IV AT £ 52 e SW1353 41 i Y 3
FES AT AR A SEZR OA B AR UEE . ELISA
2t R0, 1L-18 5 S5 00 MDA 5 548
%5, SOD . GSH-Px Hl CAT & &K ; M A AS-IV
JE 4L SOD . GSH-Px 1 CAT & F+ 5, MDA 7%

R, 28 BRI, AS-IV AT B FEAT OA 2tkE1L
I CIR AT R A1 BB Y ROS 7KF-, 9/ At i i 7

PN OA 2 MERE R 21— L2 E R

AR PR N 'ﬁémﬂﬂvﬁtﬁiﬁij@%‘ﬁ]mﬂ%%,
T AHE A, R S 5 R A0 0 A AR
%%%me?iﬁ%m;msémﬁﬁmwm
W5 PO AN N B R TR S i (R e i
AN 62, H HIH 3l caspases RIS N , e T
HAMIIT . AWFIE BN, A IL-18 i AR
PRI | Bax Fll caspase-3 B 2 38 9% i 25 3005 , in
A AS-WVJE ARG T X —#a e VERACT
THEP T F Bax 55 caspase-3 HYZ35, 1M Hid [ 1)
THURT-HF Bel-2 BRIk, UiEH AS-IV BB Bh T
AL EEAER, 2T 5, i 1L-18 B0
SW1353 4 T- A A5 5) T 8 0 .
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SE A VS AR T R T A R R R R AP-1
SIRT1 J2& K5 1 7> T 4L s AP-1 EE il o-Fos il
c=Jun (AP-1 5% 53 7 19 P37 68 ) 14 [] 8 i S O3
:%é{t%ﬁji“” AR A S I, AR T

SR LML IR T~ | ST IR, R A A B
PR E 2 CEEEM. P ER, CXC R
AL TR 1 (CXC chemokine ligand 1, CXCL-1)

TLﬂﬁ%AP1M%L%%%ﬁ SR L 14 S0
IRV AT L T DR R R e A T 3 3 4

quﬁﬁM%OMMHﬂﬂﬁmn%Nm+
M B N AR B S5 I R DL, P T2 Tk
FLRGIRE TT, SIRT1 FE 5K H 4 i b B 1 HT s 1
VERI, R4 SIRT1/AP-1 {4 AH B AE FHEEAE 14 R 78
OA HCB 40 i h UEAT I, {(H B A #F 55 % 1, SIRTI
AT LG o 2R 3% AP-1 AT 400 1) M 1] 1R A% DL R 4]
AR 457, SIRT AT 3@ 3 3 AP-1 19 3235
T A3 = 30 ik e 2 3340 LA R 8 Ak s 4
HF RO, A B R AS-IV 2 A5 38 o
SIRT1/AP-1 1553 fif & ¥ P A A AT T e
M EIBAHLAE OA 28 i+ E . qRT-PCR Al
45 B R W, IL-1B i 5 1) SW1353
41 il H AP-1. Bax M caspase-3 [) mRNA Fl & =
IR TEE, SIRTL Al Bel-2 () mRNA fl&E H
FIk KT REAR, T AS-IV T 5, AP-1. Bax )
caspase-3 ) mRNA Fl & H Rk K 2 TR
3 SIRTI Fl Bel-2 [ mRNA F1 8 [ 3235 K 34 2
T EaH, ST B AP-1 F1 SIRT1 B9 AH BAE T,
UEHA STRT1/AP-1 3 2 AS-1V ¥ 77 4804k 107 34 2
MR T BT 75 B9, A 5842 FH T 08 05 25 5% e AR i
fIk SIRT1 ., #3%3k AP-1, #fIK SIRT1+ 1 ik AP-1.
45N, SIRTL 2H . AP-1 4H . SIRT1+AP-1 3 4 rh
AP-1, Bax } caspase-3 [/ mRNA HIE AR KER
i E R R SIRT1 Ml Bel-2 19 mRNA FI8E [ 31k 7K
SEH B E T, M, SIRTL 4H . AP-1 41 . SIRT1+
AP-1 3 HILE AL CAT, SOD K GSH-Px &
B ARG, 84677 ) MDA & 8 b, Bikes
YU, AS-1V 38 o J0E 15 538 1% R U8 15 48 Ak R
PO T, DR A AS-IV 2 3 i #4E SIRT1/
AP-1 55l Rk R AF L AL DT T AE 4518 .
ZE FITR, ABFSEIESE AS-IVil i SIRT1/AP-1
155 5l 45 O AU AR LB, S OA Sk inE Y
LT HHREE TR R B, WO R BT g 2
1 OA “218 IR M Pt T SR U5, 7 280

Western blotting %

AS-IVZE OA JR 7 R R IR LS50 S8, Tk %

TRIRTHIRY OA J6T7 M S LR IEAl
FIBEZE  FEAT{E4 7 AR 3 e

S 30k
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