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(BZE] BH  SHERMEE MY T 1(SIRTD 88 BRI N F E2 AHDCH T 2/ ML 2T 2 4~ 1 (Nrf2/HO-1)
55, DL e MR EERE KBRS M 364005 (ALD TR 4ERT . A3k % 24 Bkt SD K RURBENL B3R5 57
F R TF AR (Sham 4H). B A A5 FLZEFLA (CLP) B B iE BLALZH (CLP 41), MEEEAE +SIRTI 47 5 M sl v 4
(CLP+SRT1720 41, RH{ 2 h JEEFES SRT1720 10 mg/kg) . MERHAE +SIRT1 £ 53 PEHIHIFI2H (CLP+EX527 41, A&
B 2 h 7 ST EX527 10 makg), 5406 H . HIBE 24 h A8 K BB 4148, JF PEAT il 21 200 FEIE ) (Smith
VA1), Far I At 2H 288 S A B AL B (SOD ) i T4 i H R (GSH) . T % (MDA )., 8- FRSEB4A 17 (8-OHdG ).
R R BE R F- o (TNF-« ), AR A 2 (IL-6., IL-1B) A K SIRT1. Nrf2, HO-1 iy mRNA FIE A £k, &R
55 Sham AL, CLP M 254 52 4061  liva (el B 5 | S REAN IR it B A0 M4 7R M, Smith R4 W35 TH i
N2 9 AE N F TNF- o | 1L-6., IL-18 KPR TR, SOD 11K GSH & &K, MDA J 8-OHdG % &
15 5 JZH4L SIRTL ., Nif2 Fil HO-1 1) mRNA S 4 1 3RIAFEAIR . (R SIRTL 4% = PR 8h57 /5, CLP+SRT1720 ZH
B CLP UG Z 545545 2 B J0 287 , Smith PF4r JZHZY TNF- o \IL-6 . 1L-18 7K F-HH .~ FE( Smith P43 (43):
2.834+0.75 1t 5.67+0.52, TNF- o (ng/L) : 36.78 £5.36 [ 66.99 +5.44, IL-6 (ng/L) : 23.97 +3.76 ¥, 45.70+4.16,
IL-1B (ng/L) : 16.76 +1.39 H: 39.64 +2.59, 3] P<0.05 ), SOD it/ GSH &4+ [ SOD (kU/g) : 115.88 +3.31
. 101.65+ 1.09, GSH(pmol/g):8.42 +0.81 It 5.74 +0.46, % P<0.05 J,MDA X 8-OHdG Zr & [#{%( MDA (umol/g):
5.2440.33 £ 9.86 +0.66, 8-OHdG (ng/L) : 405.76 + 8.54 Lt 647.12+10.64, ¥ P<0.05 ), fifiZH 41 SIRT1 . Nrf2 Fl
HO-1 f mRNA K 4 H #5W T+ 5 (SIRT1 mRNA (27447 1.4940.15 £ 0.64 +0.03, Nrf2 mRNA (2744¢") ;
1.19 4 0.08 [, 0.84 +0.02, HO-1 mRNA(274"). 1.80 + 0.41 [1,0.64 + 0.11,SIRT1 & [4(SIRT1/ B-actin): 1.03 +0.06
It 0.52+0.05, Nef2 #5 1 (Nrf2/ B-actin) : 1.14+0.10 £ 0.63+0.05, HO-1 2 [ (HO-1/B-actin) : 1.01 +0.11 [t
0.73+0.03, 3 P<0.05 ), Tiifii A SIRT1 4 5 M S 55 , CLP+EXS527 4% CLP 41 i 41 23453 473 W feb Jon &,
Smith P4 B ZH 4L TNF-« | IL-6. IL-18 7KF-BH 5 &5 [ Smith #1453 (43) + 8.00+ 0.89 Lt 5.67+0.52, TNF-«
(ng/L) :87.15+4.23 It 66.99+5.44, IL-6(ng/L) : 66.79+2.93 It 45.70+4.16, IL-1B (ng/L) : 58.99+2.12 [{
39.64 +2.59, 17 P<0.05 ], SOD i & GSH & HEFFK (SOD (kU/g): 72.84+£3.85 . 101.65 +1.09, GSH (umol/g) -
3.30+0.67 It 5.74+0.46, 3 P<0.05 ], MDA & 8-OHdG 5 & Tt [ MDA (umol/g) : 14.14+0.70 kb 9.86+0.66,
8-OHAG (ng/L) : 927.66 + 11.47 Lt 647.12 + 10.64, ) P<0.05 ), filiZH X SIRT1, Nef2 Fi1 HO-1 B9 mRNA K 2E 3
5B AR U SIRT1 mRNA (27%4") : 0.40+£0.07 1 0.64 £0.03, Nif2 mRNA (27*%") : 048 +0.07 I 0.84+0.02,
HO-1 mRNA (272%") : 0.27+0.14 } 0.6440.11, SIRT1 & 14 (SIRT1/B-actin) :0.20 +0.05 F£ 0.52+0.05, Nif2
£ (Nef2/ B-actin ):0.45 £ 0.01 H.0.63 +0.05, HO-1 & 1 (HO-1/ B-actin ):0.36 £0.08 1. 0.73 +£0.03, ¥ P<0.05 ).
G0 TERRERAE ALL K BUBERL AR o] 3@ i 6 SIRT I8 8% Nef2/HO-1 {5 5@ BG AL, 1A Nirbt S bR =ik,
U/ SR A ST , S I U e R R 175 51 ALL.
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[Abstract] Objective To investigate whether silence information regulator 1 (SIRT1) could regulate nuclear
factor E2-related factor 2/heme oxygenase 1 (Nrf2/HO-1) signaling pathway and its role in acute lung injury (ALI) in
sepsis rats. Methods Twenty-four male Sprague-Dawley (SD) rats were randomly divided into sham operation group
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(Sham group), cecal ligation and puncture (CLP) induced sepsis group (CLP group), sepsis+SIRT1 specific agonist group
(CLP+SRT1720 group,10 mg/kg SRT1720 was intraperitoneally injected 2 hours before CLP), sepsis+SIRT1 specific
inhibitor group (CLP+EX527 group, 10 mg/kg EX527 was intraperitoneally injected 2 hours before CLP), with 6 rats
in each group. The rats were killed 24 hours after modeling and their lung tissues were taken for pathological score
superoxide dismutase (SOD), glutathione (GSH), malondialdehyde (MDA), 8-hydroxydeoxyguanosine
(8-OHdAG), tumor necrosis factor-a (TNF- ), interleukins (IL-6, IL-1B), and SIRT1, Nrf2 and HO-1 mRNA and

protein expression were detected. Results The lung tissue of the CLP group mice was severely damaged, the alveolar

(Smith score),

interval was widened and a large number of inflammatory cells infiltrated, and there was visible pulmonary capillary
hyperemia. The Smith score, the levels of TNF-a, IL-6, IL-13, MDA and 8-OHdG were significantly increased, the
levels of SOD, GSH, SIRT1, Nrf2 and HO-1 were significantly decreased in CLP group. After using SIRT1 specific
agonist, the lung injury in CLP+SRT1720 group was significantly alleviated compared with that in CLP group, Smith score
and lung tissue TNF-a, 1L-6, and IL-1B levels were significantly decreased [Smith score: 2.83 +0.75 vs. 5.67 £0.52,
TNF-a (ng/L): 36.78 £5.36 vs. 66.99+5.44, TL-6 (ng/L): 23.97 £3.76 vs. 4570 £4.16, IL-1B (ng/L): 16.76 =1.39
vs. 39.64+2.59, all P < 0.05], SOD activity and GSH content increased [SOD (kU/g): 115.88 +3.31 vs. 101.65 = 1.09,
GSH (umol/g): 8.424+0.81 vs. 5.74+0.46, both P < 0.05], MDA and 8-OHdG contents decreased [MDA (umol/g):
5.2440.33 vs. 9.86 £0.66, 8-OHdG (ng/L): 405.76 £8.54 vs. 647.12+10.64, both P < 0.05], the mRNA and protein
expressions of SIRT1, Nrf2 and HO-1 were increased [SIRTT mRNA (2" **“"): 1.4940.15 vs. 0.64 +0.03, Nrf2 mRNA
274N 1.1940.08 vs. 0.84+0.02, HO-1 mRNA (27 **“"): 1.80£0.41 vs. 0.64 +0.11, SIRT1 protein (SIRT1/ B-actin):
1.03+0.06 vs. 0.52£0.05, Nif2 protein (Nrf2/ B-actin): 1.14+0.10 vs. 0.63+0.05, HO-1 protein (HO-1/B-actin):
1.01£0.11 vs. 0.73+0.03, all P < 0.05]. The lung injury in CLP+EX527 group was more severe than that in CLP
group, Smith score and lung tissue TNF-a, IL-6, I[L-1B levels were significantly increased [Smith score: 8.0040.89
vs. 5.67£0.52, TNF-a (ng/L): 87.15+4.23 vs. 66.99 & 5.44, [L-6 (ng/L): 66.79 £2.93 vs. 45.70 £ 4.16, IL-1B (ng/L):
58.99+2.12 vs. 39.64+2.59, all P < 0.05], SOD activity and GSH content decreased [SOD. (kU/g): 72.84 +3.85 vs.
101.65£1.09, GSH (umol/g): 3.30+0.67 vs. 5.7440.46, both P < 0.05], the contents of MDA and 8-OHdG were
increased [MDA (umol/g): 14.14 £0.70 vs. 9.86+0.66, 8-OHdG (ng/L): 927.66 +11.47 vs. 647.12+10.64, both P <
0.05], the mRNA and protein expressions of SIRT1, Nrf2 and HO-1 were decreased [SIRT1 mRNA (27**%): 0.40+0.07
vs. 0.64+0.03, Nrf2 mRNA (27*"): 0.48 £0.07 vs. 0.84+0.02, HO-1 mRNA (27**"): 0.27£0.14 vs. 0.64 +0.11,
SIRT1 protein (SIRT1/B-actin): 0.20 £0.05 vs. 0.52+£0.05, Nrf2 protein (Nrf2/ B-actin): 0.45+0.01 vs. 0.63 £0.05,
HO-1 protein (HO-1/B-actin): 0.36 =0.08 vs. 0.73+0.03, all P < 0.05]. Conclusions In the rat model of ALI
induced by sepsis, SIRT1 can regulate the activation of Nrf2/HO-1 signaling pathway, upregulate the expression of
downstream antioxidant enzymes, reduce oxidative stress injury, and then alleviate the ALI'induced by sepsis in rats.
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A M5 45 (acute lung injury, ALL) & $8 HLIA
TEEER Gy RIS BT T A A P R AN
e 36t B2 240 B 45 e Rl DA A T
WFoE F W, WRERAE 5 S (0 ALL (495 B A UL i F0 7%
(o NE IS N A NS T a AN =8 AR €l
P LR I 1 S A A T A — R A S A
MIE AR, e BT S A I O MR E ALT 1Y
FEHERED ', BE T E2 M F 2 (nuclear factor
E2-related factor 2, Nrf2) & CNC 5 % [ + ) K ik
BB EVE T 40 AT S A B A N1 ] R A I
I REEEEMNY, TTBRE B T 1 (silent
information regulator 1, SIRT1) J&— 2 Z Wt L,
TR T 2R LML, F 20 5 WA R
REAE TG, B R0 AR D A S 2 240 L 1 AR A
A R TSE APRR YT, Nif2 2
SIRT1 {5545 5 (19 B F UL, SIRT1 7T LA

E Nef2 BTG Ak, 380 L SRS E T 9 B R 21 3
Jin 48 -1 Cheme oxygenase 1, HO-1) [ %1k K
T, A S R R ALL A R r liE
5308 S S SIRT 1 94 Nef2/HO-1 15538 6
Il SE AR AR A | T S R E 5 S 1Y AL

1 #MRE5EFE

1.1 FELEG MR . 8- BRI A 2 (8-hydroxy-
deoxyguanosine, 8-OHdG ), IR YAFE A F - o (tumor
necrosis factor- o , TNF- « ). 4 2 (interleukins,
IL-6., IL-18 ). [iff BX 46 %5 W B3 56 (enzyme-linked
immunosorbent assays, ELISA ) £ Il 355 & ( | ¥ 7T
RAEYIRHEATERA \ﬂ ) 5 AL B AL (superoxide
dismutas, SOD), it J& A 2% Bt H AK (glutathione,
GSH) FIN ¥ (malondialdehyde, MDA ) {57 & (B
AU AR W) TREWE ST 5 SIRTT HE A (S Cell
Signaling Technology 3 F] ); Nrf2 . HO-1 Fl 8 - Hlzh& H
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( B -actin) FUIA (#7 Proteintech 23 7)) 5 BCA # HE
1A 50 & (7 [ Thermo Fisher Scientificals 23 7] );
SIRT1 3#8h5 . SIRT1 #1155 (325 Med Chem Express
Z87]) 3 SIRTL, Nef2, HO-1 #1 B -actin FAHHEE N
(polymerase chain reaction, PCR) I T £ 5| 9 (L ¢
AETAY TRERARAF ),

12 SEEREhY) - B 24 7 ~ 8 JE IR E R AR e
SD KB, (AT i 180 ~ 220 g, BT IR R R 24 h 5
KR, S T IES « SCXK (B ) 2018-0001
RRAETE N (22 ~ 24 °C), 12 hOGIE / RS R
(1) Zh ) B bn ARV RIS 3 d J5 T 4R S 56, S50 Fi 4k
8 ho WHE T RAT G S WME I EHLE , IF 1 25
o5 R R R A S S AR HE 2 D 2 1 AL (R LS
IACUC-20220728-09 ),

1.3 SEH0 o320 Mo RSN ) 55 « S B LE T R oK 3h
Y155 F 8 F AR 2 (Sham 21). 5 453 5 FLA (cecal
ligation and puncture, CLP) 2 ¢ 74 41 (CLP 41 ), &
TRAE+SIRT 45 53 4 ¥ 3l 77 2 (CLP+SRT1720 41).
Jife FEAE+SIRT1 45 53 4 410 il 77 241 (CLP+EX527 41)
44, /A 6 K, CLP i 4 K BUKFFRERL A : K
SRR IS IR, 4R AR I, JHOC 1T 4 5 2 b AT
4540, 14 G AL B E W, B 3 XN a W e
I, DG o Sham ZHANHEA T I I A OCIEERAE
CLP+SRT1720 41 . CLP+EX527 41 F il #% i 2 h 43
SRR 1355 10 mg/kg SRT1720 A1 10 mg/kg EX527 (1)
Ph1.25 o/L ¥ T 10% —H HE A (dimethyl sulfoxide,
DMSO) +90% *EHEER /K ), Al Sham 24 CLP 41
JE s 14T 10% DMS0+90% £ 3R K o R EEfI A K
BT BT 25 7 45 LR R K HEA T A0

1.4 AR R AT WIS 24 h BORERUA 2l
21T —80 CORME, JH TSI 5 R 1 2R 45 Tl 6 2 1
(real-time fluoresence quantitative polymerase chain
reaction, RT-qPCR )., £ FH i 4% EN il i 55 (Western
blotting ). ELISA #:illl s ICZE it H 2R T 4% 22 5 P h
B, HTFHRARZE -r( hematoxylin-eosin, HE ) {7, ,
1.4.1 B - B il 2L AT A i A B AN )
F, HE Bet0 )5 D08 T USRI 2H 400 B U I 254 T
JERPF3 (Smith P43 ).

142 FAL R R 5K 5E < IBCA i 4 2, B
HEHE 19 1 e in A B 2 £k 2% # I (phosphate
buffered saline, PBS), By | B0, il 25 1 10% 2) 3K
s F R &t A5 2 R ISE SOD . GSH., MDA
8-OHAG W (A) {8, SR TR A

1.4.3  ELISA 7 4 i 7K « U4 815) 3% 1
T, 442 18 ELISA 307 &5 156 B 5 2 BRI 22 TNF- o
IL-6 Al TL-1B & & .

1.44 RT-qPCR : BUA Al 40, 3R BUR RNA, UG 5
A 1 cDNA JE 3 34 IF 54T qPCR. qPCR [ 2T
95 °C 2 min, 95 °C 5 5,60 °C 10 s, fHEFR 40 i, 27 44¢"
15 SIRTT, Nef2 A1 HO-1 A9 mRNA ik H
1.4.5 Western blotting: 47 fitiZH 21 50 pg, il A RIPA
SRS I BT RO, vk B I A
WEE AT T e SR IR A - SRV IR BE R FRLTK
AR R WO L 5 2 5% BB 2R e = iR
T 2h, 5 B-actin(1:5000), SIRT1(1:1000),
Nrf2 (1:2000), HO-1(1 : 3000) 2 E—Hi1E 4 C
BFE LR IR H FH TBST 2% v i, A BRAR 1 41
HITEFRC ) 0 (1:5000), 260 2 h, SIS
TSR BE DG K VIR B 52, H Image J 314443 B &
18, Birds AR FRIA UL E AR A4 K S
WZ B-actin 8 57 KA M LLEFRIR

1.5 4iit2#3#T: H SPSS 26.0 #il GraphPad Prism 9.0
A AT A PREE . THR OB E A, B
B + bz (R £) 3R, 240N ILECSR FJT 25
B, PR FEACR AL 1 R . P<0.05 2EREA %
TR

28 R

2.0 JliZH 2 F AR A (1 ~2) - il B )5 24 h,
CLP 21 fili 60 25 48 22 451, Jili AN 5, vl D, 4% 4 41 i 3=
Jid ; Smith ¥4 {2 % 55 T Sham 4 (P<<0.05), CLP+
SRT1720 2 fili 20 2345 40 72 B %5 CLP 419845 5 Smith
PO KT CLP 4H (P<0.05), CLP+EX527 4/
HAR AR R CLP 4™ 5 ; Smith iP5 & & T
CLP 4 (P<0.05).

2.2 HBARIEFFKF (£ 1) : 55 Sham 4HAH L,
CLP ZHfitiZH 41 TNF- o\ IL-1PB . IL-6 7K -39 5 2
(¥ P<0.05), 5 CLP 414 tt, CLP+SRT1720 £ fiffi
HYUTNF-« | [L-6, TL-1B /KF-HIHH A (3 P<
0.05), 1 CLP+EX527 2/t 21 TNF- o | 1L-6 , 1L-18
KPR (1 P<0.05),

2.3 il GUEALR R F K (3 2): 55 Sham ZHAH
I, CLP 42141 SOD . GSH HA 5[44Ik , MDA . 8-OHdG
I BT (3 P<0.05). 5 CLP 4M1 ., CLP+SRT1720
MiZHZLSOD  GSH B 2. TH5 , MDA | 8-OHdG B %
i (#) P<0.05); 1Ml CLP+EX527 #HfiiiZH#1 SOD ., GSH
B A, MDA L 8-OHAG BB F5 (3 P<0.05),
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5 S g , s % ;
1 OB WS H K BT 2O B2 BT R4 (Sham
2, A) il 5 48 56 R LT L, Mol g6 s B e Joi oA L B 8 2 i 4
fais i AK R F A2 LR BURREAEZL (CLP 41, B) filiifn 2
Fa 32468, T DAL i 0 e e R | 9 S 4 il B AT 7 () S5 T
DL 240 R AR A K M 5 BT + DT ERAR B4 55 B 1 (SIRT1)
B SVEEhF4H (CLP+SRT1720 ZH, C) il 60 25 # A %o 58 %%, fii 6]
JRET YN JAE AN M5 %8 CLP ZH BH S Joki s, M 96 ] s 52 A it
&) R 7K AT T Bl 5 ICERAE +STRT HR il 71 40 (CLP+EX527
M, D) Al as A FATE S i 9 4 0 ., Jr v e S A A 375 B
JIESTES B, M fs P /0 1 TR 5 P AL A 2 i 40 it B S £ A il
KM IRARE - (HE) et RAFHCR

SmithiFsy (45)

Sham#f CLP#H CLP+SRT17204 CLP+EX5274H

413
7 : Sham HEFAR, CLP NERZHLTFLA, SRT1720 JiiEk{E B
P T 1 (SIRT) FE5PE R sh 7, £X527 24 SIRTL RS PERI il 71 5
5 Sham 41 H4%, 2P<0.05 5 5 CLP 41 HA, PP<0.05

2 FHKRAHLUREIE ) B

1.49
0.15”

SIRTImMRNA (27 24¢T)
Nrf2mRNA (2724¢T)

0
Sham#l

CLP#H. CLP+ CLP+
SRTI7204H EXS5274

4150

0
Sham#l

CLPZL

®1 BEXRIHARKERFKFLE (c+s)

15 s TNF-« 1L-6 IL-1B
() (ng/L) (ng/L) (ng/L)
Sham £ 6 12.18+2.41 10.84+1.24 8.18£0.40
CLP 41 6  66.99+544% 4570+4.16% 39.64+2.59

CLP+SRTI72040 6 36.78+5.36" 23.97+3.76" 16,76+ 1.39"

CLP+EX527 41 6 87.15+423" 66.79+2.93P58.99+2.12"

1 : Sham A RFAR, CLP HEMHZFLEEFLAR, SRT1720 HULEK

{5 BT F 1 (SIRTD) FR5EE I, EX527 2 SIRTI 45 5440

Hil75) s TNF- o NBEIRAEH T - o, TL-6 AN K -6, TL-1B

FEAIE A -18 5 5 Sham 41 FL#42, *P<0.05; 5 CLP 41 L 4%,
bp<0.05

®2 BAXRIARSWHEFKFELLE (x+5)

S5 I SOD GSH
() (kU/g) (umol/g)
Sham 41 6 133.31+3.19 12.99+0.99
CLP 41 6 101.65+1.092 5.74+0.46°
CLP+SRT172041 6 115.88+3.31° 8.42+0.81"
CLP+EX52741 6 72.84+385" 3.30+0.67"
g5 %L MDA 8-OHdG
(H) (umol/g) (ng/L)
Sham 41 6 2.00+0.09 213.80+10.91
CLP 41 6 9.86+0.66 647.12+10.64%
CLP+SRT172041 6 5244033 405.76+ 8.54"
CLP+EX52741 6 14.14+0.70" 927.66+11.47"

1 : Sham ABTFAR, CLP HHMHEEFLZEFLAR, SRT1720 iiEk
{5 BT 7 1 (SIRTD AR M8 8h 7, EX527 Jy SIRT1 5540
H71 5 SOD A ALY AL, GSH NidJFRABEH K, MDA PN
Zo[#E, 8-OHAG 29 8 ¥£ B ML AU 17 5 15 Sham 41 [LAL, "P<0.05; &5
CLP 411L%, "P<0.05

2.4 JiliZH4irh SIRT1 . Nef2 1 HO-1 £ mRNA ik
(& 3): 55 Sham ZHA[ L, CLP ZHiliZH 21 A SIRT1 | Nrf2
FTHO-1 1) mRNA 3 3k ¥ B i B AL (3 P<0.05),
5 CLP 4 AH %, CLP+SRT1720 £ SIRT1 . Nrf2 il
HO-1 ) mRNA &3k 15 4 5 (3 P<0.05) 5 1
1£ CLP+EX527 ¥R FEAIK (# P<0.05).

1.19
0.08

HO-1mRNA (2724¢T)

Sham#1

CLP+ CLP+ CLP#L CLP+ CLP+
SRTI7204H EX5274 SRTI17202H EXS2741

4150 Rl

1 : Sham HBFA, CLP FEMZAFLZEFLAR, SRT1720 HTiERF BT HF 1 (SIRT1) R 587, EX527 24 SIRT1 R HIF 5
Nef2 R T B2 DGR T 2, HO-1 A II4T 2 h4RE-1 5 5 Sham 41 M4, *P<0.05 5 5 CLP 4114z, "P<0.05

3 KA KRZAZH SIRTL. Nef2 F1 HO-1 ) mRNA #5535 Hist
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w

y CLP+ CLP+ ##fsy
f&bs Sham#il CLPAL gpypo pxsoe 7t

SIRTI s e - 120000
N2 g S G 8 68000
HO-l e wee @HED & 33000

B-actin A - >0

)

SIRT1/ B-actin

[

S

451

Sham HEFA, CLP HEHEEFLEGFLA , SRT1720 AUTEAE BIEFTHEF 1 (SIRTD) F55PE s, X527 4 SIRT1 4SR5 5
Nef2 A% F E2 MG F 2, HO-1 HILZE 2N mE-1, B-actin 2 B - WIEIE A 5 15 Sham 41 HLEE, *P<0.05; 55 CLP 4114z, "P<0.05

4 FHKRFITHL H SIRTL, Nef2 1 HO-1 f9%5 H 335 Has

2.5 g4I SIRT1, Nef2 FTHO-1 U EE 1 #k (J&14):
5§ Sham ZH AH [, CLP ZH ifi 2 21 v SIRT1 . Nif2 #11
HO-1 {8 A 2R3 8 FEAIK (34 P<0.05), 5 CLP
ZHAIEE , CLP+SRT1720 2H SIRT1 . Nrf2 Fll HO-1 )25
A0 B e (1 P<0.05) ;5 i fE CLP+EX527
ZH I G BTG (34 P<<0.05)
3 it i

A BEAE 2 i o SRR iz 1 K e T e 3 B 2 A
RS T DI RERERS LA AE Y L At S e R AR 2 OBk
BEHERBE T A T, T R R AR 5
FEIEFR N 67/10 J7' 0 A8, Y e e 1 2 4%
B DI RERERR I RAEAR AR i L e 7
iE R A B ) 52 R, HIREEIE ALL R
I R A B B W LI S ASHRSE PR
CLP 7 57 Me B E A BRI, B T A e B A
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