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[Abstract] Sirtuins family is a highly conserved class of NAD+dependent histone deacetylase III. It is an impor-
tant aspect of epigenetic regulation of metabolic integrity, cell survival and cell homology under normal and pathological
conditions by catalyzing a series of deacetylated and ADP ribosylated non-histones. As a member of the Sirtuins family
with the strongest deacetylase activity, SIRT3 (Sirtuin 3) has become a research hotspot in recent years because of its ex-
tensive ability to regulate the morphology and function of mitochondria. Recent studies have found that SIRT3 overex-
pression can prevent some neurological disorders in vivo and in vitro models, such as aging, Parkinson's disease, Al-
zheimer's disease, stroke and other age-related diseases. At present, little attention has been paid to the role of SIRT3
gene polymorphism in age-related diseases. Therefore, this article will systematically summarize the structural localiza-
tion, cell metabolism of SIRT3 gene and its role in age-related diseases.
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Sirtuins F I B A NADARHME MHE A R 2
ot AR , DA E R STR2 Ry HLA 4 i 53, 3 2238 1k JE RIT
YL = 5 R A YA, IRpl a2 M DR S B
Y 15 #% 2 (silence information regulator 2, SIR2), #X
M, WL ) Sirtuins A {SUEF X 20 A% N AL ER 11
I X 20 L T A R A o LA B 1 . EMR LD
Yrep A3 7 A SIR2 [a] P53 1A, 43 5l iy 45 4 SIRTI )
SIRT7, AT IFEL 20 A (S 14: 20 fE f7  A=4k o)
RE AL 1 B A A —Eny 2= 1Y, SIRTL,SIRT6 .,
SIRT7 {7 T4 A% , T i & WAk — FR 51 3% s 7
KA S 5 48 UE 20 M AF 16 B RER o B 3 IR i 3R
ik o SIRT2 v ARG H , ZEHT A VI L At 3 A
Ui oy A rp R 2 AR . WA T ERLAR Y
SIRT3,SIRT4 ,SIRTS , /E N 21 FE 14 IkE% T &
JUAS BRI B T 1, TEAE D RE Bk T M
AROS)H AN T S8 15 S A AL =
LR EE PR ER, Hd, SIRT3 HAT s 2k
RAR L CIRAL BTS2 , FEAE )2 BRI LR AT 2
H5Oemee 125 1T REE AW S BEERIR 1T (ATP) A=
B ROS T BR 9 AE VL 4 A 5 % 45 2 Flof B A BRI
HERE R AR, BT JLAE SR SIS . SIRT3 £ ik
TE SO AR A S0 , N2 A4 AR (BRI R i

B B rh AR A — E s 2R E
I, A D, SIRT3 AT REJZ T MFAT- I AH S 90 & 0
ML) B9 AR DG I A5 B A R P A BB 97 S A5 . AR SOKs &R
Gl XF SIRT3 4544 1 17 . 22 725 b HAE M At 4F
SRR SR ) 2 s LT v TS B 1 PR — s

1 SIRT3&MS5E(

SIRT3 J& T Sirtuins ZE % 1 A9 — B , 5 HA 5 A%
B —FE, FAT LRI 5K, B 24 270 DN IR ER L2 A%,
() — K — /NG R 3 o, R i 235 4 Bl ol o
NAD' 1Y % 1 2 (Rossmann) 472 M 81, /)N 2546 358
BEFE 25 R [Cys-X-X-Cys—(X)15,20—Cys—XX—Cys3]
PG o 78R /NGE RS 2 (B A7 7 — A3 R B, R
NAD $E b5 507 o5, , Z IR AL B 7 X 2448 R 45 5
BRI Y T B SR T & AR AR RS o B A SR A
KB, SIRT3 () £ LBEALVE R 2 2@ i LU AN
RSCEL, BPSE SIRT3 Sl £ WAk I o kR ) 5 3%
$e |, FLP 25 AR dal A 1) 22 4 b gk 24 AT ek 45 0 4%
FA A% AR, IXRERRIE N 2 L BRAR TGRS A k. &
4 ,NAD 8 SIRT3 — IR Y IK & AWt sEm A
BJE sl - SIRT3 SRR IELE KK 2 I
R kB, BRI Z AN, BFIE I K B,
SIRT3 A VF Z AL G Zn 855, SR,
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TR 1 1 2 ik o R PR R AR ity 4 AV 59 VS, 4 € o
FEARIRIX A KS5S80 NAD 25 S48 M B R,
1 N S SE A AT B T 4E R Sk o

BT 11 S YL ik pl5.5 (11p15.5) b1 SIRT3 it
L JEH 21 902 ML Ak, HIL KM 21 kb . H
T, STRT3 7 AN [ 41 g 1] (1) 5 52 A AR FH & — A 24
iU Al L, R 43 AT S 7 STRT3 AV 2Rk 14
IS e 1B O ol W (E RN I 19 ) Sy s e 1 21 DA
HE R B IEASWIEA, AR B, N2EHY SIRT3 76
AN [R] 41 i (B2 A7 E 4 4K TR (1~399 24 S iR i g 7Y
(142~399) i FPAS [ 25 14 784 40 B e =2 31— 52 ik
J&i , SIRT3 Al A& o — 4K 44 kDa 9 L& M M
(RBP4 K 79 SIRT3), ZE{H A N ¥ 142aa, Hij 25 4> aa J5 51
Fo YRR E T 5 (MLS) Y, 7E% 2K (1 HE ALk
J5i  MILS F4 {1 2 4 24 142aa 145157 55 0 28 6 1A 5 Jo ik
RS B , AT 7 A= — 15 B Y 28 kDa( BV %5 %4 SIRT3).
P ARG, 3 N S 142aa R BETH Y & (Y %G
N7 p, A %, AT 7 381 R R AR L o 2 iy ik L LT
REJCIG . A= MLS {55, A6 7 SIRT3 JER: S04 4 A
B 7N ) S R B2 e a1 A SO
AT BRI T =FASF /N SIRT3 By #5244, Horfr,
WA 43 5478 5 3 A S S A 2R AR E 457 7 51 (MLLS) 5
{25 = FE R = MLS, SIRT3 J& LR B4k
o —FFUR, 4T SIRT3 X AR 2 A, AfTTA
h ) SIRT3 A4 HAT NAD IR £ 25 2 AL B e
1 4= 8 SIRT3 ANBE B/ 25 S Wb AL Vg 1 . SR,
ARG X — WS TR, IR T K AR
I SIRT3 ABRE B/ H 2= ML B M. Rt , mT A E
—HEN Y SIRT3 (1) 25 Z WAL il 16 P 1 fE -5 A e
P IEK o

{HR , KEBAT3AH SIRT3 A4 ML 544U
T AR5 ELAT 50 R G I R AT B B A S 5
P o FEACIHS ShBys BRALH L, LA TR R 0
JIEFIAE (G 2 2145, SIRT3 ek sl bl , mi7ESE AL
it | B9 B8 % i B A2 2 Tk AR X D

2 SIRT3IhAE

2.1 SIRT3 Haesi BREASEANARER
A BRI At 22 18] B S i . SIRT3 781X — )
AL R R A H SR AR T, B e AT DL E R
SFLRIAR | — RN TR . Bar, e afm 24
WFFEHE, SIRT3 W] 38 o X ATP A5 il P 22 Fi 7 3 6 7
W SRAR UE T R SER AT ARG IR RHEEAR R
TAE L EE g WimR B4 Ak A 1) A i 5 R R 2k
BRH AL 55 4ERE T i AR A . BR T B
WA ATP 4 , SIRT3 36 AT L 2 — 22 5] B o gk 7
2 A 200G, R SRR 1 A . o
Kbk eI S F(LCAD)ERE TRBA S B i %5 ¢
BEPEVE . ABFSEdE Y, SIRT3 Al K ik 2 1ok i il
F LA ISP, T rT e g 4E Ak A, fliZohn
PRIE N RE A A SCRRHRIE LCAD Sl 2 580

JE W2 S A AR RS, (507 2 RE TR 75 AR, 175 L Ak
LIRS, 5 R TR 1D 28 1 R e 5 =A™ o A,
SIRT3 A i o) P45 — RN S MR R AR i A, U H:
SN 2 AT A AR ACO) RS . AR LI, 78
NENi R G R FE Y, SIRT3 38 4 ek WAk 16 4% 2. Tk
TG A BB ACC)MIBERR (L R IR, s AMPK
A, S A P AR I AR

2.2 SIRT3 5 LN L (A= A2 4 i
e A QI Y SRR, 21 246 A B (A1 ROS)™
A SIHERELEST ., EWEL T, ROS B ™4 5iE
B AL T S A7, G Lob A e A R IR LI, 25
A= B 2 1 ROS 5 R AN, 23— RANAERAHC
PR I R A A WU JES (2 RUBR R ek Lo B R 2%
TRE BRI S i S ] DL ROS sl 285 2 M X 47 i
PSSR o - Ve i | S (= ]
SIRT3 7L 15 ROS gl 251 J5 T HHAT 45 H 2R A 10
H T, SIRT3 1F 32 7 1l iy e b A4t S A0 B AR AL ) ) 20
BERPEIN -, A [\ Jy 06 ROS HEF 7 B #e ka2
P . R NECIRAS R, Zokifk Ay SIRT3 AT LA
Fe 25 S WAL T W0 e A IR - AR R W I A b T
(manganese superoxide dismutase , MnSOD) HISF A5 iR
i &0 2 (isocitrate dehydrogenase 2, IDH2), e =4k
RLIAXT ROS 1Y TH BRBE 1 I FEAK ROS P05 e Ak, 4
Ji#% P9 SIRT3 A/ T FOXO03a i K271 FI K290 137 4
58 25 LA S U i — 2 32 % MnSOD Al
IDH2 2 = 41 i 4 470 480 Ak T 0 3% e, DL/ 20 i oY
ROS HYZKF-1, S AR BRI I R AE VR e o 3 —T7
1l , SOMEYA S5 WIF5E & B, SRR P SIRT3 76 #4 iR
il ARG, 2P AT R I S 2 (1dh2)J3
MRS , 4 v IR Tt e e M8 — % 1 B2 % R (diphospho-
pyridine , NADPH) 4 7K - FIZ AR H 25 b HE IR i 75/
AALTL R EER P06 ROS Y™ A, AT X PR 4804k 1 38K
SHEM AHL R ER .. 1Ah A L5t & 3, SIRT3
TEAEAL BT w]iE i HEZH i P OPAT 9 K926 #1931 131
SRR E SR NI 2R 2 TR (B3 PR A7 A
AT R O JE ER AT REMI B K5 . W LAAR
SIRT3 i i ] 55— ZR A il 570 2485 11 5T LA PR R 4
Bl 12 AR B st R R B LA L B 4y R LA
LRI, DLAE BRI

2.3 SIRT3 A AfE FLokifk A mi ki tE dohifk
H W (mitophagy) & 1AL T HAZE Y rh S B A1)
PG, BV MEXT A e B R AR T
B8R 3 e AR B B BT A R AR X — el AR B e R
FARNFAE % 44 4 B PN PR R A8 e 2 5 AR AR
A ROSTHER I A 1 55 22 Floig AR 2 0% i e ok
BHEAEEME L. HAT, SIRT3 XL A 7 15 r) i
FERILH o A 8 A B A L (0 2 A I RD 22245 0y = B
t, B E R MR s . AR Y SIRT3 YT
f FOXO03a 7] | i i I ¥ Nix (Bcl-2/E1B 19 kDa
inter- acting protein 3-like) ! Bnip3 (BcI2/E1B 19 kDa
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protein- interacting protein 3)%F £ A [ I SCEH I 15 2
1R SR B 451, Nix 2 Bnip3 AR JEE 1, B
AT AR 25 F4 K T RE , 8 LA — AR A TE 3% 4%
TRBRSMR . VERLRE E HIFERSZ IR, Nix B 3%
GRS ) LC3 M4, 13 SRk B
WEHL T B, B BB BRSZ IR LRI AR, A, 54
TR, 2R A o 2R 2ok IR B W & A B RTE
SRR [ g T B R AR 43 R R A0 1 A N R
IR LIVE A AR REXT 42 UTER B 2848 Y SIRT3 m] #1i ik
SRR 2L, B AT LT LR AR S ZEAH SC 1 Drpl
A Fis1 (7 RSB, FrLL, SIRT3 L LA o 144 5% 2%
RS ZE AL HELRLAAR [

3 SIRDBEREBEZEFBRSSM

FRZTT IR 2 A5 (SNP)ZJ& T4 — AL DNA 7 FFr
c, AT RN 5 58 M 2% i 5 95 R AE A 56 1 35t 1% R
R, EAEA M) 2 S8 RFEE Hue2 e
FE Gy LB B S SRR TR L T 12
16 RARE R TR T R . B A R 2 A
[ 90% Lk I, B A Et 4 2975 Bl 7% 1 R 5 A1 8 A O
PRI (1) 4 A2 B A AL ] A DGR o AT e
TG YT FL SR T 5 1 BT B e B ) IR [
RE A S5 RIS A AE o

VT 4P, SIRT3 JE PRt Ak | e AT %) e Rt
%, A% SIRT3 JE R i ST IR 2 A1k 5 2 R 1Y)
FHICHEFY . DIEGO S 7EAFFE B KA AL/ INk
YR AN, & B SIRT3 3 A %) rs11555236 Fil
rs4980329 5 EAFI AR K A4 K. LESCAIE" IR A
P SIRT3 R4 rs11555236 5 AR X2, N E
AT X SIRT3 2[R ki vV EF

TEARRE A T, AL A2 R 5% & BR SIRT3 &
LM 1s957970 . 151053005 5 B AR =L .
NI REAG SCIER Hor | 11053005 5 I8 LA TR XU A Semit:
RFRAKE B — 2 B, 1s957970 5 H il =B KF
AT I R L B XU A 5% . STRT3 JE [ 245 MEA7
1182293152 15744166 5 R G PELLBERIE R KB
TG R T TS R A g A PR R
KR,

O I LA 05 7 THI, YIN 25 P98)F 58 25 B SIRT3
LR Z A 25 rs11246029 1571019893 15185277566
AT DL £ 5% i SIRT3 35 A )i 8+ 11 % 538 1 a1 ok el AR
SIRT3 K-, MM S B MI ) & J' ik — N fa B R 2
I A, — 26 BF 98 & PR SIRT3 Kt K &2 & Pk A7
rs11246020 B 50 2 G A ¢, I8 SO O
JULREJEE A TP RG 1 g 105k e i st Jik v e 50 Sk AR
K, ALBANISEPZEPHAl 514 FIIA B TG X ALS X
W& Y 5 i F L & B SIRT3 B A% 4 R 22 75 1 v
rs4980329 1 L2 45 2R A8 AL RE 0 2 A (5474 ] o

4 SIRT3S5FEHBEXMEERRBIIXR

Wil AF S (R 38 K, TS 20 M P 2 o IR 0
RN ER S S, 51 2250 40 i Py e B ek Ay, 3k
. 648 -

— RGNV AR MR B , GO NUEESE |5 IR b
FRIF F1 4 AR L BRI R it BRI S e . HL AT, 5 &
P SIRT3 A 3@ 3 5 NAD™ . PARP-1 A4 AH B R A5
P2 FEBRIM LB RIE EAILE AT,
PARP-1 32 i80G S e £ sk /> NAD i A= 1, S 2k
P25 0 40 M TP R B ROS A2 B, X 48 hn T 2ROk A
SIRT3 () Fik . SIRT3 By & R B M ROS A= ik, A
MR 1M A 4E I AE =", SIRT3 4 0] DL B 5 ph s
St X AR A L B A T8 P o S

4.1 SIRT3 5B /R o g BRE BT JR ¢ 1 R s
(Alzheimer disease) & —F f 22T , LAZ #1710
12 T3 98R B AR RS Bl R 32 B B LY
PR EEIR AT IR | 4 BB R ™ EE B AN 0 P R 22
b7 A (£ P S 5 1 P Q2 N sy sp N e N o
A A, (R Zohr (AR ) R R A R 480 P00 8 2 B A2 A
R AD S 2R A TR 10 EE B L AR, X R 22
IRTTHEBR 0 & A K SR A P A ER . 1 SIRT3
REHR THERL AR A W & B RE 1 | 1 5 2R A B g 2 AR
Ak I8/ ROS A9 A Y S5 4 S BEE T , L 7E AD A
FEPRCR A AZ B o AU R B, ek 2i T
b AL AR (1) L A 2o B T (5 SR AR T RE BRI
T L 22 0N SIRT3 #35 B iR, I ELAT DLSE K 41 i 75
A 5 TP A, SIRT3 tAC IS £ | 3 AT LA/
AR PN A G P UK F AT X AD A B AR 1R AP
I B |, AATTIT R 56 1 SIRT3 FEAE WA S s v
FIFE T, i H2 SIRT3 5 AD 22 Al A 4E R B 2 i g BFoE
AR BN, FE— IR JE P2 oTAR Hh (AD 41
BEA), SONG S5 4L T o F a0 (A< i 11 215905 4 Jif 22 Ik
(PACAP) [ SIRT3 ) FRiE K IR B Leph 2870, R,
PACAP AR FHAE SIRT3 4% shRNA B
EARIBEFR LT S o X EEHRE /R T SIRT3 A1
FIRXT AD HA —E MR VER . ok, SIRT3 7E
AD B3 VLI AD shisi Rl i3k iR, A vl R e
BLAACIE S0 AR B 3G SIRT3 25 S 2 1o 4 M () 4 4804k
BE1. N, A 2FE 9T R LT SIRT3 AERE KA
KR B PR 2 A5ty , X BRI TR AR A= W1 R ) K
HeR P E L RE D AR KA R™, 1A, HAsE A
E4 (apoli-poprotein E4, APOE4)/f i —Fl AD it &
AR F R AL T, A RGEFR, SAEEIEE H B4 A
FHLE , APOE4 [ R H K& Bz J5i v SIRT3 (1) 35
B FRR,

42 SIRT3 5iA4 A% WA 4 2% J (Parkinson's
disease , PD)J&—Fl 5 4F i HH 2 1932 Sh B As, T35
TN 22 B 280 AR S R AR e L, L HUE:
% 5y /IMA Y BB R SR S BEAZ S R R 2 EL e 4
JURARIR D, B 25 R 1Pk AR U5 B 18 shiR 2%
FNE A i 25— R ANIG KRR B, HAT Ak T
PD &R ML TEAE (1) 5 FHLHLH AN Bl 52 4 15 48 H B W
{H SIRT3 Al g 5 Z L REM LIt R A KB 4455
TBAr2E WA R o 7E R IR 75 5 1Y) PD 41 B A AR
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NATTIFSE % B SIRT3 ] REAFAE— LA 7T B 11 #2241
MIZE T, B A — & B A iR e . — 5 i,
SIRT3 @b i T BHLAS SOD F1 GSH ) A 1 I Jin B 28
RIS A At S i B fa I 5 S B BB TS . S —
J7 AT, SIRT3 2 i 2% 35 AT LA KL a-synuclein 5% B4 19 2
Jia, SR A AL RE 17, 1 SOD A B H IR AK S FEAR, A
117 91 55 2 b A S R A5 ) 4l L CY . A SRk R GE L 7E
MPTP i5 5 (1Y) PD /)N R Y | SIRT3 6 PR 2 (2
JFil| B SR SR AR 22 EL R RE AR 22 T R AL, SRR BT S
AL SOD2 48 e H K ik 480 fb Wy i 15 R i 20 /1,
1 F SIRT3 Z: 5115 ROS [-F-5 F1 ATP 197 4=, i iX
P TR 2 A AS S 2 o 2008 A7 M0 v 2 45405 19
ST R 2 X 6T SIRT3 78 PD &5 HH AOBIFST
HAEEME. A5, SIRT3 Al 3 i X gk iA
(AN IR R TR NT DA DS & A= V5 OB R LS QTS Y 1
4, X} PD sl AL AT — @ R 2 R4 VR R

43 SIRT3 55 JE4 QB FHAE = ZE [ S
$iE (HD)J&—Fl i A7 757 P05 YL 4K I %) Huntingtin
F PR e A A S 5 RS AIA R B i G e R 2 s 57
WO LG R B A PE A 2R 1 TR . HD &
FH 2% Huntingtin (Htt) & FSE R A B R FEHE A L
R AW 1955 Hee B AU AL, 380U BaCR s s
LI RIR (55 LR AT RE RS, A 5 i pp 2
JUAET o H i, F 3K 5848 Hee 85 111 40 i i8R
SIRT3 KA , 1% 2 1 T e—viniferin Y% & J& [ 7 i
XIFR R A 0 — RIS SIRT3 fr ™, Im4E%k,
NATTR B RAS [ SOD1 i i fE M2 ki A 5 | i ka2
kAT AT ECE R E S Lot IET . SITR3 &
AT AT 32 247 SOD 1 2 A8 4 i 1) 2 R A A0 2E T ke fR 47
YEAIR,

4.4 SIRT3 SIZEgaMEMIREAIE L2 PEM
FAFALIE(ALS) & — P BB , B 28 L N s s
ez Al 41 e wN o) R oINS B W e = R
ZEARATVESNG o ALS B &AL i A& B , & —F
KGRI Z IR ELEAE, 5 RNA 08 9z Aok ik
VARG S5 R A K. AIFGIRH 76 ALS B |
SIRT3 REMSBH 115544 T SOD1GI3A FE #kiz shi £50
R fRr2L . 5 SIRT3 8 PGC—1a $L [F] 3% A AT
SOD1G93A 75 F AU LR AR i L4 55 41 A7 15 R 0,
B AN, SIRT3 i iof 28 M7 A 3352 -3 kol — i 2
(HMGCS2) 2 T It Ak ok 7 5 il 44 i A= B, 28 B LA
SOD1G93A BLHY Hh 2 LR HE J7

4.5 SIRT3 5t PEfmg 2 s i i 26 o 2
— o ol R | A ot 8 ok S e 2 B %€,
ORGSR LA AR A A P A L I R ]
IR Z J)  F TR ANTE S — FR G G2 T R
SEAR , A S8kt ST R e m B kM, AT
Wk THRIR OE R 2T R E R, Bl

B4 223 AL 1 A B, T RE -5 N N RRE S I K
MR R AR 2F A R A O, o R R AT 0 2% A i
B PR D\ A A I e 0t R A ) e 28 T B T R A G
HAEH . A A MmN Y kS
SIRT3-Fox03a-SOD2 i # 30 min J& , {17 & Bl /s
P A ) b33 5L T R (BHB) I 2.1 iR (ACA) Al i )
REAVR B A 17 3 S 18558 52 45 3 MR ek /D A AE AR, de
LR RN UG L DI REIAE D ARSI | B4R 2 i
REFRI e A B B e I SIRT3 ANV A 38 1418 M 25 4%
Y SRR B OGD T B, T FLIA iR AR T RERR
eI s 2 o 2 1 ] 7 N |+ 44 N NG (W 22
SIRT3 S5l (A S MG IR A1 2 9 S Bt i P ¥ i
A — R A E

4.6 SIRT3 5.0 MG O IS B0 2 i T
ShK s FERE A, | 7R I A8 DR 255 R o W 57995 2 1
E B R 1R A = ST A TS RTINSV b i TIN5 SR
FI RGP BN S N SR K BT ) A —
AT H w0 ek UL HEA B M EUE R
O, 32 L B AR b 2 S ks A R A | dle o T
WM ONUZE . AATHESE R IR, ZEG i P
J& , SIRT3 (154 F %, I H SIRT3 A N A4 S8 i
FREERYR AU IE . e oh , FE Bl B R
SEIHOLT I v LA I Y SIRT3 Rk 234 m
T Ao O o) 0 AR 9 UL 3 T AiE % 2 kS A b
BB . SCEEERHL R T SIRT3 J5 PR X e O AT 14
YERT . eAh, AR 3 SIRT3 A jif 12 2 7 21 %0
WUIE R R E R . HTEOL T, S A B i AR
fL(mPTP) W FF 2= 5 B0 8 12 A 7 RS T I ATP 1)
FEYE , i ATP [ FER P B BT .0 WLAN IR A 98 T2 3R
B, FWESE KRB, SIRT3 BE-5 mPTP JF i (1) 8 4% K 7
CypD M HAEH I 2L WAL , ] HE 2, BEAK ATP )
KU, b7 1O WLAR B — 20 R T sst T TR & B
SIRT3 7R 18 1 i i Foxo3a < i fi 4t 48 Ak B A AL il B
Wi LA JE

5 RBE

Biti 5 4k 2 220 D % R ST A R AL M, 3.
HF DI 2 ™0 ) N 1 & 0% Ak Tn) 8, 3 & [l U A T
AR FRS o VB R —Fh s 2 AH S8 1), SIRT3
EREEPNIES R IR N X 3 r o A BV E XS
TGN o 5 M A% B 11 S A OB 11 5 R i A 8 AR M RN
P, S0 P 28R A T R A, T X B AT A
PR QNREAE B DRI O A5 A p 2838 A5 M , 5
BT AT T ZR R T e AT 2 4 i
A SR 1) B R LA, 1 SIRT3 3 22 7% BR T
Zeng LA, AT LAREIA by 2 PR A 08 A G
B 96 ML B 36 97 O 1 o A — A3 . TRk, X
SIRT3 [ TR AMF G245 X6 18 vy A AT AR 19 o o DA R JiE
Frm A R
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