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The function of Sirtl in myocardial protection
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Abstrat: Sirtl, a member of the NAD -dependent class III histone deacetylase family, plays an important role in
metabolism, aging and apoptosis. In cardiomyocytes, Sirtl can enhance the resistance of oxidative stress, inhibit
cell apoptosis, relieve inflammation, regulate energy metabolism and coordinate the diastolic and systolic function
of the heart through deacetylasing some special factors, thus playing a vital role in myocardial protection. This

article will summary the signal pathway of sirtl and the current research progress of Sirtl in myocardial protection.
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1 Sirtlf) %I

DUBRAS 25 A7 1 (silent information regulator
1, Sirtl) AW FALEN4 Sirtuins FKRL 2 —, & Fp
AT O R e iR PR RS — A% AT R (NADY) 19 2 1Ak
Mg, 5L PUBRAE BT K 1 2 (silent information
regulator 2, Sir2) = FE Rl AATR AL AL 34 A
IR Sir2 {Y e Yt Jo R 4 I HG 2 0L ) 5 I DU A R
FrA Sirtl~7, FF4iHkA Sirtuins k.

Sirt] 2 A H A A 4 & 1 NAD' K 6 14 41 8
Jii 2. BEALBE 3% 1, Milne A1 Denu ™ WF 5t R B,
FLENYIIY Sirt] B 7 RefTH O LBk, I Re
L AR E AR OBL . Frye™ F 1999 4E7E Ak
RILT Sir2 (1 5 AN FEVE S, {55 0N Sirtl~5. fE
b5 BT Fe . AAITSCRBL T Sirt6 A1 Sirt7. 7L
BNIAEAS R 40 L &5 44 i A 7 i Sirtuins (Sirt1~7),

ALAEAMIAZ (Sirtl. 2. 6. 7). ZHMLJ5 (Sirtl. 2) i
Zepith (Sirt3. 4. 5P 7E Sir2 i) 7 ANFEPEIER A,
Sirtl 5 (BB} ) Sir2 [P Rm, W2 H AT iR
% If] Sirtuins ZF R .

2 SirtlREIF TR EN

Sirtl fJFRIETT, FEF TP BRI
K, R 2 MR ILFEER . ps3 24
B R AR T, LA AR AE A R ROk
T~ BATTZGUEEAN, B, HT
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MAEFEZ. 2RI, 7 p33" MRINZ
PR ZR40 M b, 3% B0 Sirtl mRNA {1 2L Al R 1A &
W BRI, p53 X Sirtl K
I 2 5k 45 & 31 Sirtl 3 2 F 196 A TG
B, IFH 2 F) Sirtl 331 34 25 bp i)
BB DAY, FOXO X & H, THAE
FOXO03a, tFEilid 5 p53 4 FINMHEAEHZE
Sirtl [, FOX03a 5 p53 BAG U £ HE R
FESRAE AT, AP EA X ER, RIS 5%
Sirt] B . Nemoto 25 W58, XHEE&4H
L9 2 i 2E A7 R I LI AR B S, FOXO3a 23 ML
Kb G B4 %, il FHA g5 5455
£ Sirtl JH 3 X 1) p53 73 F 45 &, ff p5S3 &I
Sirtl FEAIFX, K p53 %F Sirtl [ 4mHI7EH .
5 G RN, A — S iR 0 ) R -t 0] Sirt] [ 4%
S EA/ER, i HIC1 (hypermethylated in cancer 1)
YRR AT E2F1 M IEVE RTS8, B S K 1)
Sirtl yH M52 3 5 2 B 456 18 3 DBCI (deleted
in breast cancer 1) I AROS (active regulator of Sirt1)
DA Je Sirtl #2 5 K 3 ] 3% % SUMO (small ubiquitin-
related modifier) tWAS T K & 4 4% .

Xf Sirt] Jik PR 22 745 11 5 3 22 A0 OG0 IR AR L K
B, 5O AR BT RS IR 5. Cui 25 1)
XT Sirt] JE K S Bl (TR, 75O URE SRS
135706870 2 &7 ) —A™ E B2 ) KBS A7 o Killie 25 1
WA I, Sirt] BURZFF R 22 A P IR O 1l A8 XURS 67
R 1s7069102 K rs2273773 1 fE i o 2 1 Sirtl %
eNOS [IFRIES 5O MW A KR .

Sirtl 7EfR JL RN iz Ik, XA Sirtl
AN e AT TSR, E R B Tz, Wl
PETAMIsE, A% - R FEREZE8). Sirtl A
TZAFLE T WU 5 P 4 e A 2B AN, 7 40 A%
FGH AT (RERRAN MR ) A R, FEH Sirtl
SV 240 P (o 2 A% 2 AL T, DA 2 5 41
S A R 4N B 70, Tong % PV iRIE, 7E /N BRUKNA
12.5 d i, Sirtl 7200 ULAH MO 1) A% 2205, (BAE LA
ANERO R, Sirtl fEMZMIRIARIE, HFHEE
L5 2K (sumo-) [FE :RE T 41 i o Zong 25 1!
WS R B, 28 B0 I g PI3KY/Akt i B 4k 1
WO I E R S A6 BR B U (AMP-activated protein
kinase, AMPK). Sirtl. Guarente'" iIF 52 fE & R ]
zghtn] bL I Sirtl fIRIE.

41 A A% HH ¥ Sirtl \T B 3G 06O L4H OR3P 1)
Ae, AR IR P Sirtl {E A f ik — S #F 5. Chen

SRR, AP ES 2 RY G E T
Sirt1-FoxO1 3 #% A 7 X6k O LA ffd 55 25 A AR 4
3 Sirtl1fEXHESEEE

W L 3 ¥ Sirt2 [ & 4 Sirtl, Sirt3, Sirt6
Sirt7 5O WUAER S O OIUEEZE. O )35 5
O LB R ). JUFH XS Sirt] 720 WL R
PFHHI FOBCNERN, BB 5 E . Sirt] 8 i
5 2 6 RN SR B AE 5 2%, P [F R AR
ORI BIER, A EBCHIRTT O LA A SR —
AN IR .

Sirtl 7] LA 38 i i 45 FOXOs. NF-kB. AMPK
SEAERAS T, XPOHUER. OIURE CIUEERE.
O 77 368 vy B 00 LA S 03 1R B AR B R B B Y
M, RIECRPOL. BTk F0H 3h Bk AR Ak
E (R

Sirtl 7] 3@ 1 1 FOXOs ¥ M & 4 O LR 3 1
YE . Wong 1 Woodcock™ &3, FEYVHGIRA T,
Sirtl 3@ it 2 2 W i FOXO1, i GTP 45 & & 1
Rab7, 4kifi 5] & B WHAF B WA - SRS 7
TEPVRE T TR ORI A EEZE L. H
LE, Sin 2 MHF R B, Z4E N ALYE AR Sirtl
£ ZALBRAE, 51 FOXO1 # i m, AR
TEPRI TR Bim, AT 3 500 UL MR T 1 3 o
Sirtl ] {8 NF-«xB 2 B2 7% 5 25 £ WA 1M & 44 068 o0 1
B IR E F - Takeda 25 " N FE A BN,
Sirtl 2R3 BT s & () 2 ik A AL i 7255 mTOR @ 2%
/i3 NF-«B {5 598 A 5% 5 Ak, fEBIIKMFEELL
(s B FE o, Sirtl 38 m] LLE I 401 1) NF-xB {5 5,
59 Lox-1 ik, FRAK oxLDL 45 BRI YL R 20 L % %
Pavlova 25 " KB, KRB AE LR, Sirtl i
2615 A #4955 PPARo 5 NF-kB [1] p65 W% 1) 45 & Rt
71, S p65 WAL WAk, 115 NF-«B Jf MK
Yang 25 "V BF 5 R IR, Sirtl i F AR, % WAL I
BO% LKB1, BiJ5 AMPK (LRI T, B
M 1E A 1 A e A BE P AT . AR 2] S8k
Sirtl mRNA FE i &8k, {# LKB1 2% 4%
K FEAR, R4 K SFAR R i, TR T A
AMPK (1] 172 A7 55 &R 2 B Ak S i PEBR AR, AT
SR N S RE LA S Bk S AEE AL . Yoshizaki
2 USRI OO LN 2R P i Sirtl fEB5IE INK.
IKK #iF 38 %, 40 LPS §i) #4 f) TNF-a 734, Jf
REOE R AE R M RIE, $oR Sirtl 750 LN H mp
RE R HEPRAE . Bb4h, Huang & " 58 BoR,
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7E 1E % 0 L4 23 71, HSF1 (heat-shock transcription
factor 1) i i #) 1] IGF-IIR (insulin-like growth factor
receptor IT) J& KR F A RARG O IILEML . X - B0
I, ANGII (angiotensin IT) 3k 37 INK K R Sirtl
ik, 5l HSF1 [ LB AEgin, IGF-IIR 2 K15
ANEFIH], B0 WU AL L2 T 1) A A

4 Sirt17FE/CAARRR S RIER

Sirt 25 Z ANk drid 72, HE4E T,
U SRR A6 s FE, JUHA Sirtl, 724K
UL Z AR AH S h i B R EH, kIR
Wiy APLIBAT MR . DI BRI, 18
PEB R A, B2 fEH . Sirtl
5 (ERE)Sirt2 R MR m, BFRBRE, FRale
AR N B FE R 22 B, Sirtl fE4ERE A4 fg
JE % 75 i 5 TR 4% EEE L P B Sirtl &
FIR O VRS R F BT AE ML S AR O LR )
N FH AT
4.1 MIMENHRH

S L TCPE U JU LR I 5585 P 0 R v 4 B A
H, BRI E AN K5 IE M (reactive oxygen
species, ROS) A= il i 2 iA1= A4 2 S EUL L
N ABE T I AT 4G R 3 . Alcendor 5 PV 7R I,
TE S AL BB, O LA Sirtl RIA B, fEA T
FoxO IO, TERTT 704k WENEAQU . 4 i J& 3
DNA &85 T A73E K& S B HT 2 8 ZAEH .
Xia &5 P2 IR B, O LGN Sirtl 3 2 54 il ik
FoxO1 #6312 O3 O LA i e T S8 A0 BL 35 473
Maiese 2 2! % Hi Sirtl i G834 i FoxO3 F1 FoxO4
W, (A0 G T AL R EdR S . Vinciguerra %5 Y
W 78R B, mIGF-1 g i INK1 3@ #% 3 hn Sirtl 1)
FIE, RO G52 T H HEAL S U SRR A o

Sirt] ¥ 5] [ 22 7% (resveratrol) 7] i /b P
A A B, Tanno 25 P ZERFF A0y 52 /N L
WUERS DRI R B, 1 22 7 T e ik 164 in 48 i A% v
Sirtl 5 Mn-SOD A, CRAPCIE, I8/ A R
1 5. Zhang %5 Pt % B 11 A2 7 Y 38 id AMPK/
SIRT1 JE %A 51 Sirt] #a0E F R, J8/b LA
A N B AR . Sirt] 75 B8 B #0f] NF-xB ¥ %,
9%/ TNF-a 75 51 ROS 7= 4. Sirtl X Foxol [ Z
P A A FH AT LA 1) A=Ak S st A, 98/ 40 42 A o
Li 2 VR FE IR R B, # HLO, HIl O LT i HOC2
FEAE K& ROS, {HALE A 122 7 [ ) Sirtl J5,
2R ki Ak 3£ Kl NDUFAI. NDUFA2. NDUFA13 1 Mn-

SOD YA [FIFR B 38k il s M, 7ELLE
o P A ) Sirtl B, 2R A AH G I R Rk Sz 4,
128 B WL i S A L4

Sirtl 7 LRA o LA A b T 48010 B e 9 a2
EFEE. R, Sirtl 3885 A b S o O B i
FHERERPIER, RN TIBIE R A
42 BOZURETIAL

HUARTE 2 16 G /K S R B0 A 40 i o 245,
HH G HE R 3R 12 4 T 45 2% RN ) RE 1A R AL B S 2
Ak, o0 JUL4E B o Sirtl (1) 28 35 F 3 AT LIS
eNOS Kik, HHBAMMNEFE T g fZ . Ota
a5 PSR R B, Sirtl BB sirtinol 31 Sirtl 1)
WP B Sirtl /) siRNA -3¢ Sirtl (IR IE )G, AL
SFEONAIE I Z R ; [FE eNOS [FFRIE R
DRI VR, PAL-1 [FRIEH . Zheng %5 ) 1
RN, Sirt] R FRIAMFIEE LR, RN
7, LWL E T K B R R, AR Sirtl 7]
DA T B2 AT 40 M 00 T 7K T SRR o L

P53 2 4 L JE 30 3 = RO T e o R 4
T Luo %5 PV i 5L R B, Sirtl 5 p53 /eI A% il
i p53 A 382 A A BRIk 2 4 mE Ak, PRI
FOO USRI R (s R, IR kiR i
AT, {22 INK] BERRAL 5 (1) Sirtl 1 BE1E
FYEA H3, AHEMEH T p53. Rodgers 25 PU A5
ESE, Sirtl Xf FoxO BIE 75 AFEH Bt . —
J5 i, FoxOs [ ZBHLE S 7 4 AR, 4o
p27KIP, DNA &% 5[5 ( 41 GADD45). 44k B i
HEHTFE A (4 MnSOD) 5 A — 7T, ] 7 iE S
TR S, ARG BIM Al Fas, 3l XTI 52 0 {2
8OO LAH M FE RLBE S O B AR T . Mu %5 B2
FLR W, Sirt] M TG & SIRTIH363Y 13 Rk,
AL LA 5] O LA P ok P R T M R RO R
A, SR ER, AT IHPIR A 1 Sirt] @i
58 pS3 1 Z AL AN IR Bax ik ke H D ULE T
bR, Yang & P RFREE, FAEFEEXOAL
SR I - PR K BR AN TR B S5 8 AT ) Sirtl (1)
Fikwmte, #H— S RER, WK Sitl 25 E
WP T A Bel-2 LA N R T8 A Bax.

Sirt] e EE M EZEH, BEMFE2NEHD
TR A AT e FLE M, 5 S AR P P 3 R ER
RER AR PUYH M T A A AL NS 2 B AE DI ThRE .
O Sirt] BER IO ALH R IR T, TR R
O LR 4505, NSRRI TR 3 5 T A
PSS ML a1 S e NS S R ER 0 S NG
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43 BRIERK

1K 7 «B 3% 1 52 21 Sirt] (175, Sirt] £
F1 T NF-xB [V 8147 RelA/p65, PEILH S5 A &
PEFER 25, b MR IR FE R F -a (TNF-a). 41
Az 1B (IL-1B) 25 2 P D87 = A B,

INT A B TE B 3 B JBOR E A R, LS
ATP. JRFR. HMGBI1 FInfyE 4 g 4h 2L i, e
Wk £ L R PP R A B SR B . SR IE A8 IR AR 38 T LA
TEBNIKEE NF-kB, AT 8 b 4 ™= A K &4 B
FE. Nadtochiy 25 ™ B 5t iiF sz, Sirtl i@ T 2 2Bk
NF-«B 1] I 3& RelA/p65 [% & NF-xB [ #% 5% 7% 14,
XA RERH Lk T 28 0 S B M B s B L EE Y . PARPI
R ZIIRERE, RERS Y IE NF-kB 390 %8 5 40 i 1)
F ik, Rajamohan 25 P 3 38 X /s B0 AL 40 BE Sirtl
FESEPERCRE, ORI LSZ FE B 98 S PARPIL,
Sirtl 3# i 1 ] T PARP1 % [X] j5 5 15 % %t PARPI1
B 5 WAL IO, R0 LA R e T
PARP1 /M FHISET .

Sirt] R 8 i 1 1) 2 RE (5 5 18 2 41 NF-«B 55
W, D RYER TR AR SRR R 4
MR S AR —ANH BT R IATTHE AL, LS
FIE R BE AR R RO RIERAE. SR E
PRREPEZIR I RV TT RIS BRI o IR Sirtl
75O LZH 23 248 i o (19 208 DA B xS o0 JILZH R 98 i J2 I
W RALE], B BEAED TR TFEHRAM T RO LE
TR B, AR TT SRR A HE A
44 FTHEENH

Sirtl f& R FEARWIHTT/EH, AMPK J2 fE & i
TR 7. O ULER I, 4 AT S AMPK
W A 2 R AEY TR, Lan 25 PR oK, Sirtl
5 AMPK H AH 5¢ Bk, 0 UL 48 M o Sirtl #8300
AMPK [ FJF LKB1, 341 AMPK )5 1& ; Iwabu
25 DSt — b i 7t R, AMPK 75 AT 33E — 5 O
Nampt [{)#655%, BT NAD/NADH () EbAE, 1
BT Sirt] IS

1 Wk R e 4 i 5 ) S e S I s 1 e ot
ZHRIRIGIN (TAC) {5 ATP, FF H. [ W A kg 4a 15 15
(2 f 38 N ki I, kb ROS Bk, 4
RO NS5 K DiRe, BRAS A SO IR D RE R AT .
Hariharan 25 PV 8 9% 4F 52, Sirtl % 5 7 O UL 40 jg
FoxO1 )2 Z. Btk Ik Bl T EWERT 7 8 A
411 Rab-protein7 (Rab7), X I3 T H Wi /M A 7 B
A . Lee 25 " 7L BoR, Sirtl JRAEWIET 5
Atg5. Atg7. Atg8 A HAEH T BT AE. Ghosh

S U g T LR, Sirt] J AT A R O JULAH i
Hrfr TSC2, i # | mTOR 14 38 H MEAE FH . Sirtl
FEYERF AR D RE ST TR 2 S 2/EH . Planavila
25 V2SO Sirtl B Z /N BRI SR B, Sirtl [ Ek
Z M T Mef2 % 5% K718 SEAL, AT 5210 26 i
A ) 52 ¥ P, Canto F1 Auwerx™ #f 52\ Ny, PGC-
lo J2& Sirtl {9 %% 56 ¥p 7 A 5, [A] B Sirtl & 34 n
PGC-lo VG PESZ W BRI Th g, 1750 UL 4 L e &
R

Sirt] I8 3ok 41 i P G A IR TR R A5 1 50 T R 4 4
B BE B ACH P, X T AMPK 5 Sirtl ()52 4 5%
REEY ERHNES 27 R A BAE AR 3 —
ATRNBEFL, WAL D 1 B A BT BT 9 0o A
FH¥E A5

5 Sirtl500RER

O LA B 75 i % R B O ILERF I RR - Sirtl
Z 5 7 ARGV NN AR Z B 5%, e
R MR 2l FER Ay, DA EAn e Tt R
ISR, TERCEAE TR AR T,
B 5 IR EAAEIE R LS, Bk PR EE M sk b
O ULA0 B R T, 7RO I B AR B U T R CE R
Kuno 2 ™ FEXFUE 72 B K 78 R 30,
22 75 S 1Y Sirt] BERS BT R (A B R E %
fo M R Rk 2oz Ak, 2RI R IR p300 A K
7 R 3 p300 AT EL ANP s, $0a 0 IUAE K A
“F 4ifk. Sulaiman 25 W RF 7R B, (A2 EEE T
Wik Sirtl I HUSE X A ES ATPase 5 &, 36 5 bE IR
5O L /N B ThBE. AR, Vatner 28 U ZE T
Fi AC/cAMP 15 ‘5 il B i A B, O LA ffo 2 2 R ok
Rk AC5(AC5-Tg) i, A HA L% M Ji sl ¥ my a8 ot
AC5/Sirtl/FoxO3a 18 #% 5 E00 UK 77 4, BN
A Sirtl 7R AE 08 S 800 IUR AR B, Hk
AL, Sirtl 750U A TR R S RE AR
5.1 Sirtl5L=

ORI R AR A, AFE O LA IR
o YA I R ROUR R PR O ILRE B
F LR DI DhRERERG S . Sirtl X EA X4
A A ) — b S LR B SR A8, AT E O
AR R AU VEPESE A M AR 4 B R
MBCTEFERE, (RO 3 KA R i B A B FE
RIFEREEEH.

Sirt1 AJ 3 i 0 % 8 R 2ok B 2 2Bk
VE R BRI BE . Della-Morte 25 ™ 1 5t % 1,
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Sirt] "] 1L ULAH i UCP-2 33K, AT 38 im0 L
ATP 1977420 Sun %5 " WRFE IR R, Sirtl (105 4E
¢ VAR A ) 322, K0 32 IO LAE L I 3
fir, FEREIR A O L 4 fk . Baur 25 B 7L EOR,
Sirtl 1 8 38 ik 410 1 PTP1B 4 35 Jof & 3 Uk, i
Fukuda %5 P & BL7E i & RGP AR E TR 00N R,
22 7 I e W 0 O LA BRIV IR Ak 2 JORE S B, 2
71~ Sirt] R B 38 3G IR & 2R BURE B O S IO I
U4 Thfe. 78 & I ColEm H,  Sirtl FE0E BE 155
T VEGF J i 2 B2 UG 52 4 Flk-1 =4, 38/
R BN I 2 B, BmC LR B A i pl,  REZE
OEMRE Y. H4h, Lu % 3 AR 7SR,
TE MG S0 ) 38 8 1) B8 3 A N 3 ke A7 A Siirt] (IR IS,
HE— P WF IR, Sirtl B fg & BT p53. FoxOl1
AMPLEEES 5@, TN RPTEEAE T &
VT HT 21 R E

AR Sirt] 780 3 R A R e i 72 AR - LA
KoeaE B, (HOEMFIESL, Sirtl 3G H 3
B2 T 3 22 O RERR R B A I OO D RE A7 35 5 1,
HHG, Sirt] ARSI G T AL, S
FR L FH s o0 2 R 77 18 B2 A3 1) JEL B A 7 56
5.2 Sirt1 50 HLERIT

Sirt] 75 /Co UL L3 P 4 Hh R AR R R
Zhang % BV R ACE IR, RO NLBR R FEREE B 4
R, O LYH AR E I Sirt1-p53 i 6 A I 5 IRF9
(interferon regulatory factor 9) HY 1%, {8t M & 1)
A, R ONRZ0 . Potente 2 B B LKA,
HIEHE /NRAHEE, OURE R Sirt] @R /s o0 U
FETHAR S 25 8K, O LR 5 Sirt] 3 2 ik /b B0 L
FEFETHAR % TUNEL %% (5 51 14 22 51K 5 Sirt] 3851
95 FOXO!L 3, B A A7 75+ fn i 8 S A 1 54k
ff. BelxL Rk, R TIRTZ T 40 Bax. caspase-3
Fik. b, Nadtochiy 25 % BfF 95 o, Sirtl i id
YT FOXOL & PR k0o WLZH 2R I &7 T2 1 S Bk 1L s
B AR LB T e AE G JULER I 5 48 #E - Sundaresan
S PR B, Sirtl KIFE SR EM, S5H T
5> F eNOS. NF-«kB Z5{E A K. &0 IR sk
PR 2 ) N R, RIS OLT Sirtl 32 2L
T B AFAE T O M40 fa#%, Tong %5 ¥ &
AR 22 0 L, o i PR v 4040 51 Sirtl %32
R K FEW, B, EWEONE5E Sitl 3§
P2 0 UL 3.2 1% . Shalwala 25 B7 B 5278 B,
PO B E R DAAE A Bl ), #sh 0 VLA g Sirtl
HIZRIE, XL LRI A FREE RS

Sirt] {5 5 % T 18 B AE OR3P SO L, KO
VLA A 7 i R R T A E B35 . BRI, 7EVR T SR
PR NER T T, BRI ARG TR R, 8
DR T
5.3 Sirtl 5:.fEE

Sirt1 XJ O JUAE JE I AE FH AR 2 Sirt] 78 K 4%
O WVERSVE FH BRI, B (i gk O FTLAH i A K 1
H, 5 PI3K/Akt i % A5 5. Sundaresan 2§ % #Jf 5¢
8], Sirtl {£3# Akt 5 PDK1 & PIP(3) 45 &, Akt
AR, PRI S R R K R SR
O UL R BE K o Planavila 25 B 8 b 85 4400 L4
MOSCEGESE,  Sirt] RIHRHIZRE AR E G E RO UL4H
AR, AEIX AR AE FHAE DN A PPARo BH W7 71 f5 7 2%
Ui B Sirtl #8000 UL B AR K AE 5 PPARa A 2%
BET, Oka 2 4, PPARa-Sirtl & 4% 50
L A B R 5 o0 WL B fr 38 K B, Sirt] Al
PPARa 1A i, Sirtl 8] PPARa A & #f 23 PR i
FE ST, SONEEC LA K B o0 S35E08 . Li & Y X
R e IR K SRR (ORI AR oR, Sirt] Rk R
B RRIE S, mmE A O = RKRE S DL
21 Sirt]l mRNA & IEA .

DL B FE SR, Sirtl FIRIEM NS5 T 0L
RER IR A, AT RE2 D UIE K R A2 K B — L
i), BE A 0T Sirt] (03N 77 AR R T, L
JIEJEAR S (R BT 6 g — 2
54 BERROATS

B PRI O UL 38 A S AR 7T A e PR O UL
PR, ORI AR AL AR 2R EL 0] LS
OV Z IR SE . BEIRI OO COILED RE T S L
K55 ATP Jif (sarcoplasmic calcium ATPase, SERCA2a) 7K
SR A 5% 5 Sulaiman 25 Y B STIESE, Sirtl 13
7N A 22 PR T LB I 1 i SERCA2a 3R IA K %
O VE . Vahtola 25 ) B 70 7R, 2 BUpEJR
P R B LR H AR JE AR T, R Sirtl i FERIA,
Wod FOXO03a 5 5i&4%, ff p53 £ oWifk, P
FU LIRS . Sk ] i B i (E selectin) RiX,
N eNOS Kk, IXEL[R R I {2k B Ik LA,
i Yang & ' W7t BoR, Sirtl AP EERIEM, 2
TERE PRI O WL Sirt] 3RIK R %

LRI ZHZ 2 2 548 o 1 2 BB 4 ) EZE AR
Sirt] ZZfF LA 2R 1 5 2= APt IR LA 2R
AT, O 2 BN PR A R S I T
TRFEBRARA B, 30T O35 J & 3 AT, X W R
O LI R 1A R
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6 NEHRE

LR ERNIE, Sirtl 25 BRI 51 A4 2 S A
UUER, PR — RV AN 08, XI5 1 I AE
Bk B LR e A J T e v R4 AR
Sirtl & [ F38 GEW R E O WL DD e R RS, SR,
FOL R R MLE T OB R e sk e UL
Sirtl i & 3R T B UL BIHLH 24 05 A BT A
H i A R8I SE, Sirtl 760 LB, O LR JE
A s 0o LIPS S50 B R R FE ORI E T, (H AufA
PERINLE] M ANTERE, X REE— P . SR
W, DAE 2 I AR Sirt] B AL, tBoNiE
TR AL 7 Bt F T . B Sirtl 50 IE
PRI < R FEHI AR, Sirtl K 90 IS AR
TR B .
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