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WE. [8 6] KRR F (Dihuang Yinzi, DY )i 22 2% # K R - fn 7 7 72 5145 (cerebral ischemia—reperfusion injury, CIRT) 49 4% A A
H o [ %] 30 X SD K R AL AMBF A AL DY KA ZH(6 g kg?) DY &AZTH(12 g-keg) RERFH0mg-keg), L
CIRI BE &) 3 4747 2 2 463 4, R R 4R 200 R OR 2,3,5-8 4 = R A w9 &4 (2,3, 5-triphenyltetrazole chloride, TTC) ., 7 A & -4+
41 (hematoxylin—eosin , HE ) f= J& K, ¢ &, 4 ) 5 4% 58 % B g 22 20 K R X 4 I R & s MR o R R4 B & 140(CD62P) & ik | 52 i 38
X2 R A B4t X (Real-time quantitative polymerase chain reaction , Real-time qPCR)# M i A &R B F 2 B &4 1-IRF 8L
FHEG M EB-FE F ek a/N KA -A R4S (silent information regulator 2 homolog 1-adenylate activated protein kinase—
mammalian target of rapamycin/endothelial nitric oxide synthase ,SIRT1-AMPK-mTOR/eNOS )i % 48 5% mRNA & ik |, %o 92 9 i k& Ad ) &
MEEOREEFEL, (R B5RFRAKER, ERMANZI TS, BRLFE, o0 REEE CDO2P Ak | RIFBRENE G L
(adenylate activated protein kinase , AMPK)mRNA , # B2 1L B} 3 B2 /& 1L & @ # 8% (phosphorylation—adenylate activated protein kinase,
p—AMPK ) #= 5 i £ — &AL &4 8 (phosphorylation—nitric oxide synthase ,p-eNOS)% & & i 2 # L+ (P<0.01),SIRT1 . mTOR # mRNA
% SIRT1 #= 5 Bg A —F b4 & % ¥2% & (phosphorylation-mammalian target of rapamycin,p-mTOR )% & & & £ 3 1% (P<0.05,P<0.01),
TR R E LT RMRA S E mIAL B s, SRR MR DY &AM E DTS AL & CD62P &k & AMPK 4 mRNA
F p—AMPK #= p—eNOS % & £ ik 2 % 4% (P<0.05,P<0.01),SIRTT .mTOR # mRNA & SIRT1.p-mTOR % @& % ik 2 % 7+ & (P<0.05,
P<0.01), /R 3 & 4R 2 RIEARBGHILRE; BREW-TFHE DY A 448, [££] DY st% s % CIRI 7] A& 69 a8 2545 , 5
A B AV ZAR AR AR ALH T A 55 % vm SIRT1I-AMPK-mTOR/eNOS i 3448 % & & 6 A A A X,

K ;33T SIRTI-AMPK-mTOR/eNOS ; i £k ofn 7 3 2 4045 ;A 45 8 K R AR & 40 & 2h fe; R E P
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Dihuang Yinzi Alleviates Cerebral Ischemia-reperfusion Injury in Aged Rats through SIRT1-AMPK-MTOR/eNOS Pathway
CHENG Juping', DAI Fengde?, ZHENG Ya® I. LI Huili Hospital, Ningbo Medical Center, Ningbo(315040), China; 2. Longsai
Hospital of Ningbo Zhenhai; 3. Ningbo Rehabilitation Hospital

Abstract: [Objective| To investigate the mechanism of Dihuang Yinzi(DY) in alleviating cerebral ischemia—reperfusion injury(CIRI) in aged
rats. [Methods] Thirty SD rats were randomly divided into sham operation group, model group, DY low—dose group(6 g-kg™), DY high—dose
eroup(12 g-kg™) and Nimodipine group(10 mg -kg™). CIRI model was established in aged rats, then the neurological function score, platelet
aggregation test, 2,3,5-triphenyltetrazole chloride(I'TC), hematoxylin—eosin(HE) and Nissl staining were performed to detect cerebral infarction
rate and pathological changes, and CD62P expression was determined by flow cytometry. The mRNA expression of silent information regulator
2 homolog 1-adenylate activated protein kinase-mammalian target of rapamycinfendothelial nitric oxide synthase(SIRT1-AMPK-mTOR/eNOS)
pathway was detected by Real-time quantitative polymerase chain reaction(Real-time qPCR), and the expression of related proteins was
detected by Western blot. |Results| Compared with sham operation group, neurological function score, cerebral infarction rate, platelet
aggregation rate, CD62P expression, adenylate activated protein kinase(AMPK) mRNA and phosphorylation —adenylate activated protein
kinase(p—AMPK) and phosphorylation—nitric oxide synthase(p—eNOS) protein expression were significantly increased(P<0.01). The mRNA
expression of SIRT1 and mTOR, protein expression of SIRTI and phosphorylation—-mammalian target of rapamycin(p -mTOR) were
significantly decreased(P<0.05, P<0.01). Pathological staining showed severe brain tissue injury and nuclear pyrosis. Compared with model
group, neurological function score, cerebral infarction rate, CD62P expression, mRNA expression of AMPK, protein expression of p—~AMPK
and p—eNOS in DY high—dose group were significantly decreased(P<0.05, P<0.01). The mRNA expression of SIRT1 and mTOR, protein ex-
pression of SIRT1 and p-mTOR were significantly increased(P<0.05, P<0.01). Pathological staining results showed that brain tissue damage
was relieved, and the results of Nimodipine group were similar to those of DY high—dose group. [Conclusion| DY can alleviate CIRI-induced
brain tissue injury and play a neuroprotective role, which may be related to regulating the expression level of SIRT1-AMPK-MTOR/eNOS
pathway related proteins.
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HIT i B2 25 K224 4] 2022 4F 11 A 45 46 555 11 1

R A R A IR = R B RG Z — , ik BE
G R  E G 2 ok T UUE fu i,
A tfe L IXC A B L 3 0 0 B DU {E e A Y
i R 1l P98 1 #5473 (cerebral ischemia-reperfusion in-
jury, CIRD AEAE 23 I E 5 18, L #R 5¢ CIRTA AL IF:
FHBANETT W) S W R E

rh BRI 2 TP R R XGE W, RN A 2
H T AR 40 1 o bk i B0, b 85K 7 (Dihuang Yinai,
DY) i A CEBIET7 ), h 2T s | AR EE (3=,
R BT OB TR T T (F D) VB A (%
O) VEHE ERES () (AR A A A,
W58 % B, DY WJ L) 28 fifk CIRIASE 2 5K B i) it 25 3 i 43
P, W IR AR AT, AT i 4 2 B K- B A 2 fR 4
R

WFTE R B, G 2H 2R L), 9 8 — AL A
(endothelial nitric oxide synthases,eNOS) 2k N7,
ML/ BTG PR s (H AT DU AR B, 2 5 R 5T
VIR 39S H L N B 4 il eNOS 9 2 3k B 1, 1L/
M N UL ER AR BJE Y B F2 16 R 91 (silent information
regulator 2 homolog 1,SIRT1) i & & FH il 42 1 %5 iy
PRI AR S8 i/ Hr 5 4R A A2 T2 AP, Ganesan
FUBRFSEIE S AE S A SIRTIR ML &2 &9, B 1 R
1% A6 & 1 ¥ B (adenylate activated protein kinase,
AMPK) (1) 38 52 21 34 BB 1 (liver kinase B1,LKB1)
T, MSIRTHZLKB1 £ L BEAL T 475 , SIRT1-AMPK
i [ REUSAE ] T 22 B0 S 45 A 1F K BRUR B0RE 40 it , &
5 H WA 7R, O EL B8 8 45 R BRI N A8 AH G S8 AE
K- 7KF-, MiSIRT1/eNOSAE 538 i H A7 4E 22 241 Jifd %
F B9 VE Y AMPK A1 35 A 5 % #° 4E H (mammalian
target protein of rapamycin,mTOR)X B #5570 F 12
MERSPUR R E R, HAMPK-mTORME g1 2 5
MUK S 75 0F B 5 B W R A 285 0 A Se, 6
T b, AR5 EE I CIRITP SIRTI-AMPK-mTOR/
eNOSIH 4t eNOSHY i #2211 T, LA KDY Il 2 % K B
CIRTAYAH AL
1 #HEFFAE
1.1 sy A0SR IR HEESD R B30 H, A T &
400~600 g, 14T 115 v 52 46 s W0 A7 BR 5TAL 23 )
[ 5 56 3 ¥ £E 7 VF W] IE 5 :SCXK (37 )2017-0005] , 17
I T UM E i A= MR BR2 /) 3 Wy b [ S2 56 3h 1
i FHVF ATUE S - SYXK () 202000241, A< 8T 58 38 3 4t
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I i A= W AT BR 2 ) 3 ) 592 5648 B 1L (Bh P fe
A A AL HES . EYOUNG-20210527-02)

12 SCHMRL PUSIRTIHUAR JTAMPKIUIR FUwkRR
AT B2 T AL (phosphorylation—adenylate activated
protein kinase ,p—AMPK) L& | 0 1R fb 7 f 25 2 50
M (phosphorylation—-mammalian target of rapamycin,
p-mTOR) HLik HTmTORBLIK HUwE IR fL —E ML A&
fii ( phosphorylation —nitric oxide synthase protein ,
p—eNOS) UK HTeNOSHUIR T H e -3 - AR It
(glyceraldehyde—3—phosphate dehydrogenase, GAPDH)
PRI T 3 [ Affinity A 7] (L5 . DF6033 | AF3423
AF6243 AF3308 AF6308 ,AF3247 AF0096 AF7021),
DY i 4TI BT 18 g, INARBE NI IR 4512 ¢, f1
B8 g, iKY g, Z T4 A EECRA10 g, M1
A AT A4 g, LR T6 g, E 23 o, RASPTUNL,
&R 2R TSEABUK T h, Z i RTZCE /D
I IBCHS B OO A SRR AR BUK R, W R S
IR W4T 22 g-ml, JE S AT BT
R A B2 A (HE45 :B20899) , LL0.9% 58 AL 4175 R i
B g L e B P TR B

1.3 SLEics DM3000%5EE i Bt X RM2235 %)
11 85 U1 R HL I T8 [ Leica 2y 7] ;NIKON DS-U3%!
JAG FR S8R HAS JE 28 1) 77 it CORL i = 40 A3 Ay 5
FEIBDZ A 7= i ; CFX Connect Y SR 98 Y6 /8 1 T8 A TieE
A K W (Real —time quantitative polymerase chain
reaction,Real-time qPCR) ¥4 T 3% [ Bio-Rad /A 7 ;
SteellexUEE I RGN T st St RS AR A F]
14 Uik

141 CIRTERIE S KEIRIRT dJa BEHLo A i F
AR BRI DYMFIEL (6 g-kg™) DY &4
(12 g-kg™) JEFHF-2H (10 mg-kg™) , K A%
FCZBH30 g-kg MR VESS R, 70 B SER Sl ik , &5
FL A ) 25 sl ok B A Sl ik, 3 SR K o3 SO O
4 mmAbdE AL, HARELA18 mm, [,
90 min Ji7 25 45 4% 58 I HRHE 1 A 57 CIRITEE AL {1
FARABRAGEALIN, SR PEAT AR G RIAS
WG 1.5 h, Z B Longa ¥ 431k 17T #0 247 M 22100, T
I3 BRI A A IV IE H 053, X M AiS JTUAS BB B A i i
193 A5 7 I R 308 000 2 Pl B R 293, A5 5 I B 1) %o
WK A2 A 15 B398, 22k H R ATERE 149 o #iT o1~
353 R B BE AL o3 T B AL 4H Ko # R 25 20 R R 5 1
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KA, DY 4% ) 5t 2 K J& B2 M ~F- 21 K BRL LA vz 24 )
BT ARA SHEMA T0.9% A RS | ELk
28 do A 2N)E A& R R IRIEAT P 24T 22008
14.2 /MBS A2510 dF, KU G 3
ok BRI, 120 v/min B8 0> 10 min, & & il /N H 1 2%
(platelet—rich plasma,PRP), Wc4E IfiL i , ) 4% I+
1600 r/min 0> 10 min 3K 15 32 ML/ A 1 2 (platelet—
poor—plasma, PPP) , L) Steellex#E Ifil & 4t i 55 IfiL /M R
LT B0, K & 20 ) B9 PRP AN A ) I 3 B e v | Bl S n
AREH . VLT 802 K5 i /R 3R 4R R (platelet
aggregation inhibition rate,PAl),PAI (% ) =(MARc -
MARt)/MARcx100% ,MARc 4 {5 T A 20 1) fie K 5 4
A MARCH 43 25 4L f KRB

1.4.3  REAEEZET AT RIS 2545 15 A sE
KEL B, U R J5472,3,5-# 4k = 2R 5L U &
W (2,3, 5-triphenyltetrazole chloride, TTC)4% A, F] ]
AFR PR AL BRER A 53 1 18 R R A A8 5 AR AR AR DX TR AR
TR SE R, IRAEIE 3R (% )=k BEAE X T AR/ R
T x100% ,

1.4.4 202U FLAG D

1.4.4.1 J5 KZE -4 (hematoxylin—eosin, HE ) 44 {2

W Il e J2 2R 21 R K A WAL S U R AT HE 3
O Gk ST BT I 05 0173 . HEUB S IE #0055
HUA /b A M5 193 153 5 o K S 20 A5 40, 4 i 5% 3
R 5 25 25 s M ] A 0, S B s 3340
KL AL , ) BLR i 28 i0 45

1.4.4.2  NisslJe K R I 5 2 2 [ 2 JBi 7K, 40 B
LG VIR, A7 Nissl e, Bak W22,

1.4.5 it =X 240 M AR A 0 i /s B TG A HE S A AR
CDO2PFiA K RRURR % J HL I 1250, 25 MLE J5 I AC2L
200 B LA, 1 000 r/min #5005 min, 5 [ W, I8
i e BE 2% 107/mL, A CD62PHTIA2.5 pl, W&
0.5 h, 75 Uk 3 B0 A, it =X 4 ARG Il

*1
Tab.1

514

VT 25 K 2 4R 2022 4F 11 H 45 46 B4 11 1

1.4.6 Real-time qPCR: I K 5 i 2 20 SIRT1
AMPK .mTOR mRNAZE AbFEK RS 5355 Mgl 21,
PEHURNA, 23855 55 5 ieDNA | 3% St 28 o5 HE 47
Real-time qPCRﬁ@ oSIRT1  AMPK .mTOR mRNA#
IRECR 2220 R, A RIT AR,

1.4.7 A PEEN IS A4S I SIRT1-AMPK—mTOR/eNOS i
B G A RS RIREAMS, T T SRR
B — 3R N M T B BE S HL K (sodium dodecyl  sulfate
polyacrylamide gel electrophoresis,SDS-PAGE) , % Jii
JEIMA—¥0 P E b2k ko B o, I BRIt
BARAE AT A BT Ak 3

15 Sits#4 8 W HSPSS 16.058 384 #1140
TR TR OB Dhaotes | 21 1) LA R BRI R
7 2 HT BISNKAE B8 | 77 22K 55 44 18 F Kruskal-Wallis
HEE S, PAP<0.05°0 22 54 Giit2# 5 L,

2 H#R

2.1 HSAKRBISITRHEF K SERFARLLL
B, BRI K B AT R 24 10 35 T (P<0.01) 5
SRR LA, DY i 5 41 % e B b P 41K R A 42
15 R 24 0F 4 B 3 P AR (P<0.05,P<0.01) ; 5 8 54 b 5
A, DYAR A A A AT R 2204 B B T
(P<0.05) ; DY I 551 8t 20 5 g ) 1 4 22 1) 26 ¢ T 4e it
2 (P>0.05), W2,

22 BU KRB SRFRA L,
AL 251 i A5 B 1] FR R A E 2 B 3 T (P<0.01) 5 54
RUZH LA, 20 25 20 o B A0 1 AR | B 38 B 2 R AIG
(P<0.05,P<0.01); SDYALH &4, DY & &4l
i A% BE % 2 FRAIK (P<0.01) 5 5 J B3 41 e #5 , DY
I ) e AR AE S 1 2 TS (P<0.01) . LI,

23 KA KR4 LURFF A i S5IRF R4
PO, 4550 26 figi 2H 248 0 ™ i b T K i 47
W4 2 b T (P<0.01) 5 1 40 A A% [ 45, #h 28 e 3L
i I (P<0.01) , SR LA, DY fmy F 2 4 A0

F 31

Primer sequences

) YE TR R TOT 3 G 08 O 5 2 0 4 B SONR/IOL W= NdINY — LLUIS FY B VI BT ° & oft ol

[ERISE- S| 1E 514 B 1519
Rat SIRT1 ATCTCCCAGATCCTCAAGCCA CTTCCACTGCACAGGCACAT
Rat AMPK CCTTCGGCAAAGTGAAGATTGG ATGAAGGAACCCGTTGGAGG
Rat mTOR CTGCACTTGTTGTTGCCTCC ATCTCCCTGGCTGCTCCTTA
Rat B-actin CCCGCGAGTACAACCTTCTT AACACAGCCTGGATGGCTAC
1191
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J B b - 2 0 2H 24540 17 100 DR G 645 VT o .
fIK (P<0.01 ), FLH 28 70 40 i A% VR % R 381 47 20 52 O S 0
A H 2 UECR B E N (P<0.01), SR 4 L
BL,DYAR AL AT o 2R S W B T (P<
0.01,P<0.05) , # 28 ToE R 9 b (P<0.01) . 5 DY
2 LB e 0 LA 5 D 2 BRI T A 28 T B
M (P<0.01), L33 K2~3,

24 HAKBRM/NRERERLE S5EBFAR4LL
B BRI /MR R AR R 3 T (P<0.01), AR
H A, DY @ K e 55 1O 4 1 DR R R R B
FEAIK (P<0.05,P<0.01) , DY IR i 4 22 55 LG it 2478
M(P>0.05) , SDYCHI A L, DY i Al i 4 22 7 6
St X (P>0.05), SRS 4 A, DY &
B ZHADP K PAF i % T 55 (P<0.05,P<0.01) , W34,

K2 BARBRMETAZEIREER

Tab.2 Comparison of neurobehavioral scores of rats in each group

(x+s, score)

415 T AU H 2

DY 1G5 41 DY &l it 4 Je b V- 40

W 0 3.50+0.5544

3.00+0.63% 2.67+0.52** 1.83£0.41**

G ERTF AR L, 44P<0.01; SERAL LA, *P<0.05,**P<0.01 ; 5 J& 551 °F- 20 L #5, *P<0.05

Note: Compared with sham operation group, 44P<0.01; compared with model group, *P<0.05, **P<0.01;

group, “P<0.05.

compared with Nimodipine

T ALCIRIK FUIK AT ZE T8 AR 48 1146 00 (TTCYL £ ) s B.CIRUK BUMAT A 3, . SR F AR AL 48, 44P<0.01 5 5BIAILL L 42, *P<0.05, **P<0.01 ; 5 DY K

FUAEAL AL, “P<0.01 ;5 Je B3 1 41 L £, %P<0.01

Note: A. Statistics of cerebral infarction area in CIRI rats

(TTC staining); B. Cerebral infarction rate in CIRI rats. Compared with sham operation

group, 44P<0.01; compared with model group, *P<0.05, **P<0.01; compared with DY low-dose group, “*P<0.01; compared with Nimodipine

group, *P<0.01.

U1 4% 2 R Bl A5 8 T R M A AT 4

Fig.1 Area and rate of cerebral infarction in each group
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25 HAKKCDO2PEIAILE HFARALLE,
BEAIZH CD62PFR A 1 1 25 T+ 15 (P<0.01) . SR L1
B, 45 25 20 CD62P 3K Ik 1 ¥ W 3 B AR (P<0.05, P<
0.01); 58 S F-41 L5, DY IR 5 41 CD62P 4 ik
B E T (P<0.05), WKA4,

2.6 BU KA LISIRTI AMPK .mTORFmRNA %

VT 25 K 2 4R 2022 4F 11 H 45 46 B4 11 1

N SHEFARLLE, HRKE4SIRTI .mTORM
mRNA 23k 1 2 F K, AMPK i mRNA [ 2 1k & 2 7
17 (P<0.05,P<0.01), SHEAI4] LA DY i 7 it 21 1)
SIRT1 .mTOR I mRNA ik & 3 F+ &5, R B AMPK %)
mRNA [ %3k i 2 P& A% (P<0.01,P<0.05) ; J& 5 41 °F- 41
SIRT1 X AMPKmRNAZ A i 2 FE K, mTOR A mRNA

®3 BHEKRRMELFRL LR

Tab.3 Comparison of cerebral infarction in each group (xxs)
Eigi] I 05 P43 (43) AT
R FAR2H 0.00£0.00 194.33+9.85
LT 2] 3.3320.5244 41.67+4.0844
DY IG5 21 3.00+0.63" 81.17+5.04**#
DY & 7 i 4 1.670.52*** 100.67+6.86**#
Je BT 20 1.33£0.52** 159.33+8.98**

H S5 BFARL I, 44P<0.01 ; 5B LA, **P<0.01; 5D YR AL 5, “P<0.01 ; 5 J& 3 4741 42, *P<0.05,%P<0.01

Note: Compared with sham operation group, 44P<0.01; compared with model group, **P<0.01; compared with DY low—dose group, ““P<

0.01; compared with Nimodipine group, *P<0.05, *P<0.01.

TE AR T AR BB COYMRR A2 D.DY & F) i 4  EJ8 B T2 (B3R . 100 um) ,
Note: A. Sham operation group; B. Model group; C. DY low—dose group; D. DY high—dose group; E. Nimodipine group(Scale: 100 pwm).
B2 2% 2K RUIK 2 U0 B 22 U (HE e €4, 200%)
Fig.2 Histopathological changes of rat brain in each group (HE staining, 200x)

(C)1994-2022 China Academic Journal Electronic Publishing House. All rights reserved.
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AT AR B C.DYMEFI A ; D.DY = ) i 4 B8 5741 (R : 100 pum)
Note: A. Sham operation group; B. Model group; C. DY low—dose group; D. DY high—dose group; E. Nimodipine group(Scale: 100 pm).
PEI3 2% 2 U 2 SO0 B 27 e (NissI 3 6, 200%)
Fig.3 Histopathological changes of rat brain in each group (Nissl staining, 200x)

F4 BARBRMMIBRERLR
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Tab.4 Comparison of PAI in each group (x£s,%)
JIRANY I8 - =
4531
ADP PAF AA

BF A4 29.81+3.55 31.61£3.75 28.90+2.87

LT 2 53.35£5.2144 55.05+5.2444 49.99+5.0844
DY L5 & 4l 48.19+4.16* 49.63+4.76* 45.57+5.30
DY a4l 46.91+2.96** 46.85+4.17** 42.18+3.56*
Je -2 41.70+3.48** 40.49+4.59** 43.01+4.93*

IL#5 ,#P<0.05,%P<0.01,

TE :ADP: “HERR IR s PAF : /MRS AL I 7 AA AEZE DUIR IR, 51 TR AL LA, A44P<0.01; S BB 4 LA, *P<0.05, **P<0.01 ; 15 )& 55 3 °F- 41

Note: ADP. Adenosine diphosphate; PAF. platelet activating factor; AA. arachidonic acid. Compared with sham operation group, 44P<

0.01; compared with model group, *P<0.05, **P<0.01; compared with Nimodipine group, “P<0.05, *P<0.01.

FEWETE (P<0.05,P<0.01) ;DY 7 & 24 SIRT1
I mRNA ik 3% 155 (P<0.05) ,mTOR Y mRNA % 1k
3 T R (P<0.01,P<0.05) . 5DYMRH &4 ¥, DY
7 77 4 4D mTOR A9 mRNA 2 35 & 3 7+ /& (P<0.01),
AMPK I mRNAFR 5 i 2 FEAIK (P<0.05) . LIS,

1194

2.7 45 40K U 4 21SIRT1 ,p—~AMPK . p—mTOR Al
p—eNOSH £ ST ARALE, BRIHK
BRI 2H 21 p— AMPK Filp—eNOSZE [ 19 #2 15 /K - 34 2.
FTHE  SIRT1 Alp-mTOR 2K 1 1Y 2 35 7K - 35 g 3 1%
K (P<0.01), SHBERIA L AL, DY imy ) 5 21 A 2 523t
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ZH K U 2H 21 FPSIRT 1 Mp-mTORZE 4 19 22 18K - 8. %
T+, p—AMPK Fl p—eNOS & [ 119 2 35 7K - i 35 [ 1%
(P<0.05,P<0.01) ; DY fI% 5] & 21 p-mTOR &5 11 3K 35
F TR (P<0.05) . 5DY R AL b3, DY il i 40 K
FUR AL ZU P SIRT1 % 2 8 3 TH = (P<0.05) . 5 e 5k
- E K, DY AR AR 21 K B 20 21 P SIRT 7 i 3
FEAIK (P<0.05), ULIEI6,

VT 25 K 2 4R 2022 4F 11 H 45 46 B4 11 1

3 iWwig

o UFR A I 2 rh 2 8 T50% DL 28 N it
N 25 1, TS, W M ANZARA B A
T, G SR BB IR Z AR A AR R R
TR IEASE AL, T DY SR I R Lk B IR 7 B
rRRUER 4 M I I DY 36 97 CIRIZT A Hos #L

faf A A SHIE S DY BE A% 05 4% R B A Ji 9 2 i

o HIERTFARA I, A4P<0.01 ; SR AL L EL, *P<0.05, **P<0.01 5 5 J& B2 1T 21 L, #P<0.05
Note: Compared with sham operation group, 44P<0.01; compared with model group, *P<0.05, **P<0.01; compared with Nimodipine group, *P<0.05.
K4 2% 20K CD62P ik L #E

Fig4 Comparison of CD62P in each group
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Fig.5 Comparison of mRNA expressions of SIRT1, AMPK and mTOR in brain tissue in each group
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compared with Nimodipine group, *P<0.05.
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Fig.6 Comparison of protein expressions of SIRT1, AMPK ,p—AMPK, mTOR ,p—mTOR ,eNOS and p—eNOS in brain tissues in each group
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