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Abstract:  Silent information regulator 3 (SIRT3) is a NAD'-dependent class III histone deacetylase. SIRT3 plays impor-

tant roles in improving cognition, regulating aging, and prolonging life by deacetylating histone and non-histone proteins.

Recent studies have demonstrated that over expressed SIRT3 can reduce oxidative stress and the abnormal aggregation of a-

synuclein to exert protective effects in the rotenone-induced Parkinson’s disease model. In this paper, we review recent re-

search progress on the regulatory role of SIRT3 in mitochondrial autophagy and oxidative stress, and hope to provide a refer-

ence for basic research on the treatment of Parkinson’s disease.
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PRAEIR , FFAS G HE D2 50 58, BHL LA 22 Je AT PESE T
K, R PDIRYT 18T SR, - HA R0 i 28 L 4 b
ARG . DURME B 8 1 3 (silent information reg-
ulator 3, SIRT3) 7 HAK M & R G R IBEH , &85 ME—
POEL K AEREAS . LA MIRUESY, PD 4l i A
H SIRT3 kW2 Tk, T IR A AT i & A Ak it , 4%
B SIRT3 X PD AT P3P /5 1 (0 BARAE FHAL ] i A0
2, NI SIRT3 ] REE B PD (9 — T At
1 SIRT3EVESIFIEMZSIER

SIRT3 & —Ft NAD M 14 111 B 2H 26 11 26 S AL il
1R Sirtuin 85 115 B 22—, AL TGOk N BERIEE I,
JUT- AT LA SRR 45 A Iy D RES . 28R UK AR e
2R BTHAR 44 kD MFR R BE AL T ORI A0 B A% M 20
)5 528 kD (R Ry d i , £ 44 kD PR BEBTREIOKR' . T
BEAESR, XF SIRT3 15 & AL A 28 1B A7 P4 5 v B9 4
FERI, NI L B BB B SIRT3 TR 2ot i 3=
IRPHE Ry, PR T LRI 1 e S RHIE s AE AR 2R TR
L SIRT3 3Rk b, BEAE J0 B A AL W) B AL I (superox-
ide dismutase, SOD) , ¥ 4% 1 ¥4 % (reactive oxygen spe-
cies, ROS) AL Sz 7 o B %5 2l W) A5 20 1 53R o [+
i, SIRT3 ] LUE & 16 113 (9 2 KL AR DNA (mtDNA) I JLIE
FEYPT

SIRT3 1) A YA - OPURRAE SO S 288"
QEAT AL s OV = RE IR AR s @Iy
LRI A W G R T ORI B IS HE © 7R T LR A
DNA s IR B 5h ) 2 e A AT B 8 11 RO (unfold-
ed protein response, UPR)"",
2 SIRT3:@TVET LRABSEN PD 5) WEZEEVRIP
EFR

SRR A W (autophagy ) 248 1T LURE -0 A i 45
LR T A Wi AT R0 O3 IO BORLAA SR F
AT R R A e S L R T B s
A SCHR W, 2R A [ W B8 % M7 «-synuclein' ™', BF5E
KB, FWENE PD &R ML AT e300 Lok A [ gz
PD 5 4RIk 1 0 22 B A B M, A B DK 0
#a TR SF IR b, T R S ORI A RS2 A, RS
0 PD 9 &5 AU 35 s @PD S8 35 AR LR AR DG R 255
Wi 2R A W, N AR A 462 2R (AR-JP) /2 1 PINK
Parkin 58 78 £ [ 5 | 2 9 — b e €8 4 B3 14 35t 4% 9500
PINK1-Parkin /i 5 ZOR0 A F W AT [ ik 52 58 O 2 R4S, i2E
M3 DA REM 2ot . SNCA JEH g fih 11y a-synuclein 2
FART L5 Miro 2 FAHE AR, 1755 Miro %3k F i, {f Miro
IR T LR IR R, e L0028 52 LRk i A
DA REH 2705 HoA 22 T AR HLER , X b A 4L A 1
N AECE, B 5 32 1] PINK1-Parkin i [ (9 520 , PRKN 3 [
GRS LRI W, Fre I R SRR A DI-1 3

PR 98 A8 S MR RLAAR IR 45 4, 40 1 e /MR R L, dc ¢
fd DA BERHZICAET T s GBA JE K 2828 A ALY Parkin £/
NS RS i KIS A NS A = Sl e R LN E]
X DA et & s BA R E B8 A W] BE 2 3 o
synuclein [ 45 | Ul % 37 40 2R AR 1) gk, DT 388 Jn 404k
L. A, B FVETT BEIRER PD AH G R RS
SH-SYSY 40 fifg 2 A 22 B3: 41 i 983 20 ffl 22 SK-N-SH 3¢
B 3G B &R, B BATVFZ DA g ph ootk IR Ik SH-
SYSY 4k B9 PD A SN A e Ak, 7E SH-
SYSY 4 fifa i, & KB T 20 B A W AR
2, 0 Atg6/Ate8/Le3 & H WEAH SR 11, Beclin 1 FIFR &,
1R 14 i ( threonine kinase, LKB1) 43 5l & Atgb 5 Atg8 {1 ]
Vi), 2k & iS5 [/ MA R IE LY, SIRT3 #iid ik,
i [ 5 AH ¢ 88 1 Le3 11 F1 Beclin 1 B9 FE 35300, #4H K,
SIRT3 (3K T ], {3 [ W AH G2 435 TR B i 7
BB & B, SIRT3 i Fak T8 AR £ A W/ MA ,
B SIRT3 i+ 321k | SH-SYSY 4 Mg E Wehe £, e fa
T R 5 5 (1) SH-SYSY 4 i A A v, SIRT3 3 ik b 3 Wit
He A 4P SH-SYSY 40, 11 SIRT3 - 94 [ 4 1 o-synucle-
in Y 528 R AL, SOD FI4 bk H K (Glutathione, GSH) 1™
Az B 1k ROS 1 7= A S5 Ui e T 755 1 R b 1A S Ak
B BFFE B, 2458 / LKB i 84 24 P Wi
(methotrexate ) 2 75 5 mTOR A9 55 B2 £k , #F 10 9895 B 0,
SIRT3 i F A (e LKB1 AR L , L8 AMPK, 2 1fif A%
mTOR B R AL , 12077 &8 , SIRT3 AE A% 415 LKB1-AMPK-
mTOR [ Wit 3 [ 76 £ B 175 3 (1) PD 2h ) 40 i A 78 rp i 31
AP PERL
3 SIRT3I:@IL AT BLALEN PD sh Y& EIBVRIPIER
S N7 R A PN AR AR A B e AL i ST R A T B
ROS 7E VR I HERR 2 77 A A M B 1, B R 2 1 T Mg ot M
DNA. S ALN R PD i J ) SRR R R 2ok R T e B i
N/ E R AR G T R 705 R N St 3
PR 2T 1-F 428 51,2, 3, 4- DU S0 BE ( 1-methyl-
4-phenyl-1,2, 3, 4-tetrahydropyridine, MPTP)7E A\ 281 R
KBy ar LI K SR A 4 AREF A AE , MPTP 4 &
Tothg M, (H MPTP A %4k MPP', MPP' BB 1E 1
PEA DA BERZ T, 3061 SR AR DT 55 L A 1 %
PE A ATP A= B>, A A B, £ 2F ST 3, 5
DA figth 2048 M, PD FR 3 DA REMF 2 CI7 16 B A5 i
1t Uk T T LA T IR S S BRI, S B A AL B AL
B b K SRR I BT RE 5 PD A R I kR A 5 £k
AR Ty BE B 1 8 9% 51 i 46 k7 4K R 1Y (mitochondrial
membrane potential, MMP) 52 4 , fifi ROS ;= 4= 3 £ |, F- 54
mtDNA Z8A 38 i A ot Ak, A2 E 40T, i DA e
ZouARPE S PR R B, PD R E B DA BEM & 0T
TEE W miDNA 8725, miDNA K528 2 S8 ki AT
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BRI, PD B LA A 25 KR K b A i, fik
i A 2 1A 2 S Ak 1V 5 a-synuclein #51R 315  FH
RIS, R R AR HFE (DJ-1) 3N RS 5
R PD,

WF9E R B, BEE A A0E R [ i3, BSOS bt
TP DA REMZE e B R E AR AL (man-
ganese superoxide dismutase, MnSOD) il SOD2 PE SR AN
A HUE AL, SIRT3 3 4 1815 MnSOD . SOD2 Y i
PR DA flEfhZoc™ . RS & B, /NPy sop2
MnSOD P T B 25 55 51 /N B 22 S iR T AR 1
TE PD /N RAEHL A STRT3 #3k T P8 f# SOD2 . MnSOD Ji 14
TR, & /N DA BB R4 T AE T, 1 SIRT3 3k L id ]
PLHE 5 MnSOD ., SOD2 i 4 , #F 1fif £ 47 DA BE #fi 2850 .
1A R 5 5 0 SH-SYSY 4 i A B0 v | SIRT3 345 T
fdi SH-SY5Y 41l 1% /1 F B .SOD . GSH i 1 F B M a-synu-
clein 7% R4 . BEAR MO T3 SH-SYSY 40 M+ ROS
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) MMP, [R] Bk 2 ROS A= B, #1114 = PD /)y B2 rh
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9 B H2E 8, R G SIRT3 A7 W] RE AL A PD A9 ¥R I7 T #E a .
SIRT3 J& M NAD 2 8 11114 25 L WE AL , NAD* (1% 1 [i]
1A A3 FE 0 TG B BA A% T B2 (nicotinamide mononucleotide ,
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NAD fE )4 i, PTAR F SIRT3 £ 2 Bk4k . 1E4R4NPD 3)
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ZRKIRT=W) BN, Z 2k G —— P I R AN G
NS TR (FAE TR ) s RIRAT AL 35 15 45 78 N I AR
ZRPAEY), ¥ 0T L VA SIRT3 36 M, T AR 47 PD 2 4 5 A1
F DA RERIZE TG, F AR 510 SH-SYSY Al A7y o
A R I SIRT3 A F: 1 FOXO03 % WAk, 4% SH
-SYSY A4 S AL R 3, AR DA RERRZ o0 (02, BRI
I R I AIE S 1 22 2 X PD R (0 25 b s JE R A
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