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Zehik DNA 252 55 s g i a5t e 15 e 2

B2 THAE

(1. S KIFHEAF

“FELE@RRTINEZa TR AEHELLHRE, L 200241;

2. R A RESHAESR, LiF 200241)

W OE.d TEEADEEGHERME, L84k DNA(MDNA) H 28 4% DNA (nDNA) # 4

T F SR AR B

T, FEA RS BFERR,

BT, B b, mtDNA S S 2 KRR E42H) PR T R ARG F 1813 5 mtDNA 16 569 AR

Zh AT, 4R B LR DNA 485 y(POLG) A BE A IR "B — 42 H B2 (NAD/NADH)-NAD R #i 41 % & & &

AL B (SIRT) . 8- &M ﬁ,vw\DNA%fuw&(OGGl)ﬁo P53 4 & A~ % mtDNA 1%
%, Mo A2 mtDNA 15 5.

OGG1$9P53¢PHL z2 L A s 2 (BER) &

B 09 K45 F ;15 3 T i 4 Sirt3-
o Bt —F IR T iE 3 A mtDNA - 5 69

#8983 LA 2 mtDNA 15 8 48 % \%41\5‘-&13753\11&5’7 #A2, VA }1}17@1\_#]1%5\6’3 e S M RiE g iE B S KR

}ﬁza‘:_ ) 64 J R BT AR AT 64 2 0
KEA %mJ&DNAL;,ékMU%,@& |35 2
HE 5K S:G804.7 XERARINAD : A

SRR EEN e T, T 2 E
AL BT A AR TR R AT AR A, AR X A
P L N R A W = R SR 1Y ) 8 B 4% (Chandel
2014 ; Goldenthal et al., 2004 ; Tait et al., 2012). KL, %k
LA T X T 4E R A RS A | WL BE (Stewart et al.,
2015; Van Houten et al., 2016; Zong et al., 2016) LA f& fi¢
iz gl i (X 45, 20195 5K 45, 20155 Safdar et al.,
2016) 47 F ZAE T o W 7L 3 0 A P9 1 Aok A B I 45 4k
O3, HAR AL T a8 A vh 75 B3 o 2o 1k ot £ 45
(mitochondrial quality control, MQC ) 4 43 28 ki {4 [ £ (1) 5l
PO S CTRES ¥ TR LN IR ol KO L2 R TR NAER Y/ Ra = AN
1 i A ML (protein import machinery, PIM ) | £& f7 {& 1&
AL LRAR B AL (Bl G 5503 L R R ik A
X T ERRLMAAE W R A BRI PIML L R 1A 3l 25 28 £k FH 4R
RLAAR W I BT 5T S s B, A DG B AL ] ) 3R A5 45 Sy T I
(DB 3RS ¥R PR EROR S Y S Gl o 3
U, SRL A B 25 728 A0 RN SR A 18 Wi N S 2oL PR AR 5C 1Y 1
S k4 (Saki et al., 2017) 3 R LR UL, B BF 5 ) TR
VNI (NG £ NN N S 3 TR ISR R EA R oA I B
5 AV B B 0 ZORL AR AE AL, L, &R DNA (mi-
tochondrial DNA, mtDNA ) ) 4 73 5 18 52 38 42 2 L 4F o G
A R | AR R TR T AL A SRR R A I o DA R 4
AR R R IE T EEAE .

B IE Wi T mtDNA ) 2 418 2 w2 L Kok
BT, HE A WL HE/EEEE RS s Ed — &R
51 3 1% VA 42 mtDNA 1) 78 4 M R 2 M DI 4 15 2R 1A
TiRe R HUARMERERE . RL, A SCHIE T H A% mtDNA &
AR W R AE — 738 OF AR A 5 4RI DNA &
BT BRSO 0 T KA IR g
= mtDNA 5475 516 & (W WF 57 i i | 8 B o SR 14 i 1 4%
il 7232 B0 8 1 fele BRE 450450 1) 6 Al A0F 9 2 4L 1y S I

1 mtDNAMBRGSEE
1.1 gz

RRARTE (1 RY A 52 40 M % 3L T (nDNA) 2R 14
I A (mtDNA) (9 B P8 45 . K R K| (7
nDNA % %, Bifi Ji 16 20 M 5 v 28 7 I 5% L R A8 0 45
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CIRBERIE) 2021 4F (55 41 %) 45 53]

T, FRAE AT AE A T LR R I (R A A DL (PIM) 2E A
ZRORE AR, DT AT (4 52 A RE (5K % 45, 2015 ; Takahashi et
al., 1996) ; 75— #B 73 SR A HE I H mtDNA 7 57 4 5 15
W, IFAE LR T i P R E EEAEM . RS Y
4R fR DNA gt % A B: 4, 23R, K2 16.5 kb, H AT 4 i
13 Fh Z ik .22 Bl 4% 32 RNA (transfer RNA, tRNA) F1 2 %
BE{K RNA (ribosomal RNA, rRNA) , ‘&A1 i3 HL 7 1% b 4%/
I 1 %% (electron transport chain, ETC) Z 5 S Ak o 8 1k
(oxidative phosphorylation, OXPHOS) i # (Anderson et
al., 1981) o AN[A] T4 %% A% /MA 9 1% DNA , mtDNA 15 48
BT B W 455, I A% R 1Y % 45 4 ( Gilkerson
etal., 2013) . Z#% H mtDNA-#K (i & & W41, o4
625 RN EE S 0028 0T, Q2RI AR PR 45 5 28 1 (mi-
tochondrial single-stranded binding protein, mtSSB) | £k ki {A&
DNA % & i v (mitochondrial DNA polymerase y, POLG) Fll
2 ki IR % 5% 4 F A (mitochondrial transcription factor A,
TFAM) (Spelbrink, 2010) .

1E W nDNA — ¥ , mtDNA 75 %5 5 32 31 S JE 4 5 (4
T HE TSGR TT 259) Rl — 26 Py i v PR 2R [ 40 DNA & i 4%
%, DNA B 5 14§37 14 A1 4 (4 0 0 4% 7= A= ATP (1) il
72T 1 4R (reactive oxygen species, ROS) ] Y52 0 , ¥E 17ij
SR i (Yakes et al., 1997) . SRR 40 HE A A iU RE 1
By 3= 2 37 BT, {5 i T OXPHOS 4= i ATP A9 [A] B 25 7= 4
ROS , [N i, mtDNA %z A5 8 AL 451 475 19 431 4 L nDNA 75 10~
20 f% (Richter et al., 1988), £&ki{k DNA ZHi 5 & B2 AN
2, ZFUN DNA 45 & 5 | 4R IR T REFR 1S, JE T 51 & 9%
PEVERE o BFOT R B, SRORL A ] 08 T Ao 25 81T 40 i A%
1) DNA & & HL i K #E 4 mtDNA 45145 , {1 mtDNA 5 nDNA
18 52 3% A% 22 (8] B A7 78 2o P, SOfEAE 54 (Gilkerson et al.,
2013) .

e B A I8 1) DNA B & &b, iR DI BR 18 &2 (base
excision repair, BER) . FI % i #% (direct reversal, DR) . %4
it & &2 (mismatch repair, MMR) | 5 45 143 & &2 & B¢ (transle-
sion synthesis, TLS) LA & X 4% Wi %4 & & (double-strand
break repair, DSBR)J& i i 15 HL 8 4 Tl 19 15 &2 i 4% (Alex-
eyev et al., 2013; Cline 2012; Kazak et al., 2012; Larsen
etal., 2005) . X SEIRAEAE AN ML B 18 AL © 2245 2
I 12 WF9% (Fang et al., 2016; Kalousi et al., 2016) , {H7E4E
LR TP AH SC RIS 1% 155 58 3% , Hoh BER B2 2 il o 2
Ul /D 2L 7R DNA AL P 3 4 119 3 %2 18 52 7% 42 (Boesch et
al., 2011; Saki et al., 2017) .

1.2 BERM A&/

BB VIR 12 52 (BER ) o2 48 SLORAE 2%, B0 HE 1 e R B
B K 2 Y — s B AR SF 1) DNA & & 7% 2 (Klungland
et al., 1999; Lindahl et al., 1999; Megna et al., 2017)
BER J& — /M FRAE WA A 5 5 B 1 2o AR, AL 4 U A DD B
64

SZ AR DNA B3 | 25 R J0 Bl 55 (R 0% a8 e ) 7 A5, | K i
Ab B JE S ORI G%E 32 (Alexeyev et al., 2013 ; Kazak et
al., 2012; Prakash et al., 2015; Saki et al., 2017) .

BER W2 15 45 B8 J& th DNA M 5L AL il A 5 19 L 1% IR
) 52 5% 0 B 3 O e A 7 40 B 2 5 27— I ARU A 22 T Y N-
S T 2L TRl 2 I i 25 E A7 R (SRR AP A 50
(Jacobs et al., 2012) , #F BEAT R L HUIE 5 AL B . DNA Ml %
PO W] 73 Sy 5 2 RE iR XS BE W , W Y DX 01 £ T DNA
WAL T 2 5 B N TE 0 SRR TG M . 5T RE A L i
AT A S A 52 40 B, 4K S O G e s E A% TR A )
fifi (AP endonuclease, APE1) 5% il 24 fift fifg )2 I 5 XL ) RE b Jk
AL 0 2 5 2 B 204k 1 DNA B 25 I 6 453 03 348 07 37 b T
Ji& DNA 7 4% (Hegde et al., 2008 ; Izumi et al., 2005). H
i, 2 5 BER i 2 1Y 2 FP OGS i ——APE1 Il 22 1% 17 R U
it B4 W2 /i ( polynucleotide kinase 3’ -phosphatase, PNKP) 14
. 7E 26 B A b 9k % 5 (Mandal et al., 2012 ; Tahbaz et al.,
2012) , Hrfr, APE1 J& —Ff B A7 DNA & 52 5 AL iE 5 XL )
REMEE M . 530k, Rk DNA %4 il y (POLG) /& = # 1
LR R A Wl L 71 5T mtDNA g i 11 38 78 5 A b 3R
(Bogenhagen et al., 2001 ; Graziewicz et al., 2006) , 3" —
57 B AN TS M X F miDNA 19 & il AE R & A al i
(Copeland, 2008) .

T 1% DNA F 353 003 175 0 , BER ] DL 3 3 47 42 i
715 . 1) % 4h T 18 & [ short patch-BER, SP-BER, 1 >
F(1-nt) ] ;2) K % T & & [ long patch-BER, LP-BER, 2 />
P B % ( >2-nt) |5 3) 54 W 24 18 & (single-stranded
break repair, SSBR) (Graziewicz et al., 2006; Guerra et
al., 2010) . A4 MIA% 9 SSBR & A2 0 h 2 R —
T TR — 4% 4l 28 45 1 [ poly (ADP-ribose) polymerase, PARP ]
K I ) SSB M i fih & B4, BF 7S L 2 UE 5 PARPT & i T2k
%7 & (David et al., 2007; Krokan et al., 2013) , A It ,
PARP1 fR A i /& nDNA 5 mtDNA & & ) 358 95 £ .

1.3 H 4L mtDNA L ik 2

L (DR ) 38 458 2 A ] i — 2B A ik 1, He
T ST A0 BT ot W I IR R R O6— i ik 5 IEE 4 114 951
o FEARTE Y, O AE BB 7 5T LBR IR T L ERE R AA R
T T 7E W) RN T R (8 SR A v e S H G R TE T
FL 8 W 2R R P4 & 0O iR 156 1) U5 4 1 UE 416 ( Takahashi et
al., 2011; Yasui et al., 1994).,

FEBCE 52 (MMR) i 42 W2 i B DR SF 1B 2 72,
B TR R 2 I T X A 5 1 5 LA % &2+l it A% v i DNA 2R
A5 “HE I (slippage errors) 55 1% (Tjsselsteijn et al.,
20205 Li, 2008) . 5 4fl i #% 4 MMR & & £ 2K #T
MutS [7] Z 4 3 BR[|, 8 b7 7K N MMR & &2 35 ZEAR 8+
Y-box 45 & % 1 (YB-1) (De Souza-Pinto et al., 2009; Ly-
abin et al., 2014) .



ki, A ZORLA DNA BT 538 Shh iy mFsT ke 5 e 22

B 15 2 A AL (TLS ) & — P2 fff DNA X 46 473 7 A=
—E R 2 e E Jr =, e R — R W DNA R4
Wi 2% 1T DNA i 5 Jf 7 1F DNA & il 4k 2L JF 17 (Sale,
2013) . 7ELALM T, POLG I T TLS i, I HLig
T A G 5 A X Y W R SR 8 Aok 451 Ak (Am BT e
WE 14 ) (Kasiviswanathan et al., 2012) . it POLG &
Lok AR BER Fl TLS 3 12 v i1y i JC 5 4 I .

XU W 218 52 (DSBR ) J2 4 DNA 1 & 7 ) DNA i
I#7 24 (double-strand break , DSBs) 1] i 13} [] I T 41 (homol-
ogous recombination, HR) , 3 [7] J5 4 5 A4 K ¥ 1% $2 (micro-
homology mediated end-joining, MMEJ) Fl=| [w] J A 3 1% 32
(non-homologous end joining, NHEJ) 3k 1& & i — Fh 1% 12
(Lieber, 2010) . 3¢ F mtDNA &% (1) DSBR i # #F 5% % 5
A W R I B A0 R v R SF, {HL B Hi i L 30 4 mtDNA 11
DSBR 1 & i& 12 7 i HE — 25 3k 47 42 11 #8 7% (Saki et al.,
2017),

2 NELHEDNABERXESTF

B & BF T A TR A, 2 35 AT TG 28 A L 11 mtDNA &
U R AL IR I E R T LR T R R
APE1 .POLG .PARP %5 53-8, i 5 B e 0 Tk i it 1 vy
T ¥ H % (nicotinamide-adenine dinucleotide, NAD™ ) /4K fit
i B WS04 — A% 17 TR 16 JRL 2 (reduced form of nicotinamide-
adenine dinucleotide, NADH ) 4 3¢ %) {5 5 il 1% . DNA R &
ity B(polP) P53 55, LA 44— — ik .
2.1 NAD'/NADH # % #4915 % i@ %

A B e B T2 04 — A% 5 R (NAD) 1] 5 A1k 45 (NAD ™,
L 32 1) FAE IR 25 (NADH, H TR ) | J2 5 50 9 1 |
ETC M =R R (TCA) I ¥ i 5 22X 35 7= ¥ #1 4 I ( Canto
et al., 2015; Ying, 2008) , B It , NAD 1 > 4l g 9 1 £ i
N BG4 T I ARR B T2 Y . NADTJRAE
mtDNA & & v & #5 5C 8 4 T 1 PARP %% % Fll NAD * 4 it
P (15 £ BEAL B 5% (sirtuin, SIRT ) 3 195 /4~ il 52 1 #Y
H FJEE Y1 (Osborne et al., 2016) . PARP il % % A7 17 4
A BL, H AT B PARP 1~ 3 78 mtDNA 416 & b & 5 1
FH, Fo i PARPL JE A TR RLAA , B Z B 551N, PARPL 5
PARP2 L[] 2 5 BER i& 42 , 1 PARP3 JUl 75 8 1ll 2] DNA U
HE W %4 (DSB) I} 2 55 DSBR i& 12 (Boehler et al., 2011;
Fouquerel et al., 2014; Talhaoui et al., 2016) . {2 Szczesny
45(2014) 30 , PARPL £E 2k B4 v] 55 POLG AH B4 I If:
4 BER & 42 , FL oy fig 55 L A6 40 i i b 9/ AR IR . AT
UL, % T PARP1 7EZR KL A o 1) D B i 47 4 1 (Rossi et al.,
2009) , (A i, i — 2 B3 i PPAR1 7£ mtDNA & & 1 14 T fig
RAT LT,
2.1.1 Sirtl

2% LTk AR (sirtuin) 2 % 19 28 1 R F NAD " F 4 iR

Yy, 38 o 2 R A R AR A I TR 34 2R 9 2 AL
(Michishita et al., 2005) . 7£ 725 L WAL % R 5L,
Sirtl ., Sirt6 F1 Sirt7 i T° 4 J#% , Sirt2 F B A7 T 40 L 5T, i
Sirt3 . Sirtd Fl Sirt5 W] {3 F £& R {& (Michishita et al., 2005 ;
Osborne et al., 2016) . JE A A7 X K B9 1) BEAE 73 B , Sirtuin
AT T LAKS 20 0 3807 A I 28 O A 200 S A L AL A R4
JiZ 8] ZE 4% . Sirt] Fl Sirt3 S 8 0F 55 15 48 £ 110 25 2 B4k
it , T Sirt1 W]l i A Sk 4 Ak Ay T AR B B A RS 1Y 22 MR-y
7% 7 1o (peroxisome proliferator-activated receptor-y
co-activator 1o, PGC-1a) %5 S5 2 11 25 Z WAk , 78 28 ki {4
kTP R EEAEM . Sirtl [RHF Ul o 2 2 Bk PR
FH 0% A A O 2 7 A % DSBR & 15 (Cohen et al.,
2004) . H T PARP1 #1 Sirtl % 5 DNA & & , 3 #l
NAD 1}y 4 H ALY K4 , Bk, PARPL A Sirt] 2 [ 2
FAFAEXT T NAD A 3 4 1 L B 4 o] 5 4 45 1] 0 14 S T
., BLAL, PARPI ¥ K Y & mtDNA & & [ BER i 4%, 1
Sirtl 2 5 % /& DSBR @ #% , 5 1fif )2 7§ PARP I Sirtuin 5 %
A X T NAD ™ iy BAK 55 4 4 A R T IR A B9 NAD -
Sirt1/PARP1 £ 5 mtDNA & & i) BAALH] .
2.12 Sirt3-0GG1

Sirt3 i T LRI, 2 1A 321 NAD R 1 25 &
Tk FL il | RS 22 o R R 2R 1 1 S 0 43, % LR AT
W2 JIi 2 WA, DT 2 5 S R BRI T B RN AR S . 8-
M & I 15 DNA B 3 {6 [iff ( 8-oxoguanine DNA glycosylase,
OGG1 ) J&—Fh A ] 37 b 3[R 41 111 55 84 AFF 5 W2 e it 4 4%
H (8-oxoguanine, 8-oxoG) fi) DNA 1& & [if , i 8-ox0G J&
mtDNA 4 {6 451 45 vt BT R e s i R B . BT T
OGG1 2 Sirt3 L 4r 7. Sirt3 1] 5 OGG1 ¥ B 4 3¢ Ik -
X1 1% DNA W 5 Ak il 2 Bk Ak, #F 1 BH 1IE OGG1 1 % i Jf:
54 H ) ) 75 4 (Cheng et al., 2013) . Liu % (2017) B9 BF
AR, 5 Sirtl 25400, Sirt3 78 Al i 25 £ WAk PGC-1a 3K
i HE Lk i AR A R Tl OGGL 25 2 Tk 4k ok B 3
DNA &5, #E i | 5 ROS T8 B % ke £ 4 40 g 4 T S AL I
WAR A7, 4 F5 mtDNA S8 vk Bk eRi iR Tk . A,
Sirt3-OGG1 7£ & 5 mtDNA S fb 45t i T & #5 5 ZEAE H
22 HAbA 5 mtDNAS 09 & &5 F

B T DAL B A 9 mtDNA & & 3 42 v (14 56 5 4y 7 4b
BRI 5838 48 T oA A7 T T 24y 1 JR7E mtDNA &
Eh R RS 1) W% 018 5 [ DNA R 4 i
B (polP) 7E L ki A 1) 52 17 B 4 A A, H 5 poly M1 B/, 78
mtDNA [ BER 1& & " & 4 3 /E FH (Prasad et al., 2017)
2) 8 B 4R 5% 5% ] T A (mitochondrial transcription factor A,
TFAM) X DNA S Ak 5 45 H UM B 85 1 8-0x0G B AT
KRB FER T, A H OGGL | JR W4 1E DNA BH 3 1k i (ura-
cil DNA glycosylase, UNG) 1 it 152 1% % B 1% /2 P4 D) iy
(APE1) i 1% 1 (Canugovi et al., 2010; Saki et al., 2017),
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I APE1 Fl UNG #J /& BER {8 &2 i 72 (1 JC S g . 3) Jivygg 4
il K F P53 B % 5 TFAM 45 & Jf i 48 . 5 DNA 1945 4
M HE7H TFAM Xf BER i £2 /1 UNG . APEL Hl OGG1 Ay 1l
i/, {2 JE mtDNA 11 BER #42 (5K 8 45,2011 ; Wong et
al., 2009) . #ILHAFFL RN, 5 POLG 24l , P53 Ml #E A
H 3’5" {41 1 (Safdar et al., 2016) . 40 I 7E %)
P BRI FN A 5 (4 ROS ) 7 Az LR I, P53 23 B o 5 4%
iR 5 mtDNA i POLG #H B.1F A , i@ i BER (&2 & 2 i 1Y
mtDNA , fi¢ 1 1 2 5 4R 142 56 4 41 11 £ %2 ¥ (Achanta et
al., 2005) . 4) GBIk 5 B (Ca™ ) KT i 8l 2§ 3L
NADH M £& 7 7k 5b i 25 40 i 50, A\ It 52 40 i 5 vh
NAD */NADH &J Fb 7l (Marcu et al., 2014) . % BF5E 0 IESE
T Ca’T gl NAD K DNA $5 475 1 4 s 4K T i e 1 >
[6] 7 7E 2% VI Bk 2 (Marcu et al., 2014) . Jazwinski(2014) #Jf

IR B, mtDNA (1 % 28 R 475 52 L 23 S 1) 51k Ca® ™
S NAD KT AR AL R AR RS H 67 (AW m) T [ 455 5
SHR SN, BT AT RS SO RLIR D) BE R AT 5 1 mtDNA f &
I T 3 96 3 {3 5 275 ( Biswas et al., 2005) . R, A6 i
AT 40 i 25 Ca®* FI NAD " /K F- 78 1k AT B J2& 7] 422 97 mtD-
NA 05 M EEAG AR . 55— 7, ZFh R AT 51 Ca® 1
Wesh, Horb 32 2h 5| B s IUBCAE BRI S 09 0o AT
564 A R HEW 32 3 Rl o 51 & Ca’ T K P il NAD T/
NADH (# H Al 42 4k , #E 771 98 75 mtDNA 1918 5 Jf 4k £F mtD-
NA Y52 M. 28 BTk, L LA T T3
H#%Z 57T miDNAEBE , H KL 5 NAD /NADH A X,
It , NAD"/NADH 7] B J& mtDNA & & () % 0 iR 4l 2
— (1),

*1 mtDNAEERXESF
Table 1 Key Molecules of mtDNA Repair

2T %4k AL 69 mtDNA 15 ik 72 I & % % NAD'/NADH 48 %
APEI BER oo v A B M Bl , B AT DNA S .5 BALE R ) 7k z
POLG BER, TLS BER:DNA R &-Fy, % T %09 Z AR R AT, f TR BR ek =
LA A T B TLS A5 5 44 A8 5 ad =R vh R St 445 4
PARP1.PARP2 BER 3£ Fl 45 BER, 12 PARP1 £ £ 4 0 2 i iy A 53X Ea
Sirt3 BER 3+ OGG1 2 T BALA M 11 mtDNA #9145 5 Ed
polp BER 5 %Ak poly £ F) &2 5 BER %
0GG1 BER 8~ A & v% " DNA #5 AL AL B, b7l mtDNA W R AL 45 & 4 &
IR R 289 8-0x0G
TFAM BER 474%] OGG1,APEl ## UNG =
P53 BER 5 TFAM %4, #%:5 TFAM ¢+ BER #4 474 45 7 &
YB-1 MMR e LW &
PARP3 DSBR FX M DNA 4 i %L (DSB) 2
Sirtl DSBR & LB X ¥e 4T, A-F DSBR A
Ca’™ BER, DSBR # v NAD " /NADH ¥ f= mtDNA i 45 2

3 EZI5mDNAEE
3.1 REEZEZH 5 X5 mDNA

WHRIESE R F 18 s R 25 A B X 2 R ey (L
P RRZE LA N IR RGE AT ), OF e A
FE T AR SE T iy (7 2 50 7 A RE R 2 3%~ 10%)
(Lee et al., 2017; Reimers et al., 2012) . 7EiF £z sh =
G iz 31 Il 25 (aerobic exercise training, AET) #% 1A 4
I TR TR AR I B ORI A W R A TR 3R U RO
it 385 17 PE PR B AR AT o E B4R ANBE T, AET W] E o B
mtDNA (145 DLECKR 2 #F mtDNA F s f 2k 1 B3k, 158
FALEE DI RE , 2 i ATP A il DA K 2ok (A B A By 77 =K, K
7 35 1) — 7 i i 300 e £ b A T RE B 45 19 H 1Y (Broskey et
al., 2014) . Short 2 (2003) iy BF 5 % W], Jo 18 4F i K/,
AET 34 7] 14 5 32 303 B 8% LR AR £ W) & A= B BE 0T (A
PGC-1 .NRF1 il TFAM) | £ k7 {4 3 [H 3 35 Ll K2 = R IR 716
66

PG (G M . SEBR b, RIS ER ), gEAT 12 ) h 4
5 JEE AET (50% ~70% f5e K B ) AT 38022 4F AR N 2k
RLAR A 55 B (mtDNA FLLBER ) NADH 4 4L i 1 5% #1
2 S A Tl 1) 3 R LA R IR B 3R IR B9 R S A B 3T A (ho-
meostasis model assessment of insulin resistance, HOMA-
IR) (Menshikova et al., 2006) . 4k, AET AL Jin 1 41
U HE K mtDNA (950, B39 0 T 54> 28 R0 7K N DNA
% U1K (Jacobs et al., 2013) . i mtDNA #5 ULy 4% Jin
FIRGAE R I 445, #5025 A JT mDNA 1B 5 .

B 5T I R, P BH 2 3 (resistance exercise train-
ing, RET) X £ hi 14 5T 2 1 5% W 3 /> (Menshikova et al.,
2006) , fH i 27 55 3 WA Sy 7 ek Y1 i [R)RE T L3 ik 2ok
PR B e S TG P, 1 V8 NADH %A i | 5% 21 19 48010 1l AT 460
AT B35 1, I 920 28 A N B UL S8 AL 358 05 (Parise et
al., 2005; Tarnopolsky, 2009; Tarnopolsky et al., 2007) .



ki, A ZORLA DNA BT 538 Shh iy mFsT ke 5 e 22

FHEER Y, RET V5 5 09 4RI 25 40 2 By T3 2 40 B 0
A0, TR A R Y LT A LA R SO A R
mtDNA DL “Hi £ 7 %€ 7% (1) mtDNA J% (Radak et al., 2011) .
Taivassalo 5 (1999 ) 7F £k ki iR g & v 47 T2 8 T
T, B U TR LT O RS O R 51 Y WL R
1o 1AL 2T 2t 13 40 B2 473 £ Bt % mtDNA B %5 . Bfi)5 | Tar-
nopolsky (2009) . Tarnopolsky %5 (2007 ) % 3% —#E & #E4T T
PFE 46 KW RET 32> T mtDNA /B2, IR m 1
LAE N AARTE LA i AT RE o B RR 28 42 1) mtDNA
JEEFE 2> mtDNA 2K 1] g3 5 mtDNA (IWIE E i 2 h K,
X ] fig 0 B BH I 2542 #F mtDNA 18 5 42 4t T — F 4EIE ,
BB AL A TR R

MIR 35 AR R — B N ORI AN BUR A £ F miD-
NA WEE 5REN , A 4 T U R 22 30 81 45 mtD-
NA B4 T EH 3R . Poulsen %5 (1996) i 1 B e ik
T 4T K5 B 11 25 (10 h/d, 30 K ) J§ mtDNA £ 8-0x0G 3
T 30%, B KOR EEIE 3 1R T mtDNA 19 S0 Ak M 36 4
A HER . Sakai %5 (1999 ) I W 2 1] K B LA 40 m/min i
11532 35 20 min J& , L H @ LAY mDNA LT 7 052 bp
BB o BRI, X — B2k IF AN & mtDNA fe % WL 4 834 bp
114 387 388 R, Uk B S K58 B2 5B B % miDNA 1 A1) 45
B AW O mtDNA (4 453 13 5800 A A 5] CHef P78 45
2003) .
32 & A4 mDNA S A6 #2420 F
3.2.1 NAD'/NADH-Sirtuin

2 LR AL TG (sirtuin) 241 58 T — 4> AL AR 5F 19 NAD K
i 1Y) 21 25 25 £ BE AL ¥ 2K % ( Anastasiou et al., 2006; Da-
li-Youcef et al., 2007) , H: 5 £ ki & i Ao &  HL R AL I
P 4B R DNA B 52 55 A 1) 24 D g 25 DDA G, T i A ik
N ¥ 9 B 5 NAD 45 4 (Saki et al., 2017) . #f 58 E W
W, 32 3h X Sirtuin (19 35 MR/ T8 A7 B R e, DA A Ak
AR AR, SRR A Y & A | 2 iF mDNA 55,
18 o 2% k7 {4 I fE ( Dali-Youcef et al., 2007) . H [ 7£ 12 3l
Bl 2 4503 £ % Sirtuin 5 % WF 5% 15 88y 8 1) 11 J2 Sirtl Al
Sirt3, 41 2.1 Irik , Sirtl £ A7 F 4 il #% {0 /£ mtDNA /Y DS-
BR i 2 e #4  BEAE 5 T Siet3 DA 2R i, 32 2
12 2. WAk OGG1 K Pl mtDNA #9 A AL i 15 52 .
32.1.1 Sirtl

Bayod 4 (2012) % K BUEEAT 17 4301 36 Ji 1ty #d & i 3l
T, & BLOK BUE % UL AR Sirt] Bl PGC-1a 4 2 A & 1 4
Jn, P AL BE J 3 . T Guerra %7 (2010) Al Radak 25
(2011) IR 45 R WA BTN o Guerra 55 (2010) 3, A
PRAE B YRGB 3 B fif (2 PR32 3h) J5 B % UL Sirel (1928 11 3R 36
4 ; T Radak 45 (2011) I % ¥X , Sirt] mRNA § 7K S A5+
A7E . Guerra % (2010) 7E32 3015 PR 52 1 120 min i 7] L4
2B #% I Sirt] 8 1S = WL HIZ R AE IS 3 )5 30 min

At I BEL, 3X 5 Radak 25 (2011) 7632 30 J5 B 20 U 45 %
UK B Sirt]l mRNA KV JC A AHW) &, B, 32 3l Ji5 BOs
14 R [ 25T S DG B

56 02 3h T WA L0 B9 R B, R B R Gz
3l (high intensity interval training, HIIT )4 3 Jil Sirtl () 2
M & i 5 M DL % PGC-1a B 2 M & i (Gurd et al., 20105
Little et al., 2010) . $RTij, A BFFE4E R4 Sictl 193 74
WmT HEATEIFRARELERZEIE T, W,
Gurd % (2010) I\, B A998 ML 00 A — 8 5 8 A & 2
IE . Gurd % (2010) & B, R4 Sirtl 2 [ & &>, 1
Sirt] 7% PEATS 22 560, 13X 38 FU G s T Sirtl (14 26 8 118 16 5L
7 23 7 I 2 3k B v R AR DR R SR AR B R] . b A, DL BIK
30 s 1Y R OB B, B IR R SR BT 92 B Z (AR B 4 min, 3t
4N TR BR (1 HIOT 32 ) 7 N AT TR 3, Z #7212 3 e
B Z21) B % UL B T IR O AL B 1 3G I E @ 1/0.2 (adenosine
monophosphated protein kinase, AMPKal/a2) [ # g 1k 7K
SEREAN T, IEFEE S 45 K 3 h R PGC-1a. mRNA iy 7K F _E
8 (Gibala et al., 2009) . W], HIT ¥ 5 1Y Sirt]/PGC-1a
AL 5 AMPK #UE Z MIAFAEHE & o Guerra 55 (2010) 19 BF
FEA R, A1 IR 4 B B AT 5]k A A B % WL Thrl72-
AMPK o [ 2 1 , Sirtl 8 [ R B 7R3, & B AMPK #]
DL _E A Sirt] (2635 . B0 Sirtl AT Xt PGC-10 217 i 2 Bt
1k ( Gerhart-Hines et al., 2007) , A It 7] LA #E U, HIIT 7 LA
i i AMPK-Sirt1-PGC-lo P87 &Rk A=W k. BRI
T B Sirtl /5 T mtDNA 1) DSBR & 48 , S 11 15t 1 (1 72
KT8 gh iR Sirtl M WF 58 K 2 1k 25 T8 sh i ik 2ok ik 4
YR RO ORAR D) R4S, R B mtiDNA 8 5, A
I, 32 2 S A5 Rl LA b A OC 38 % 9 5 DSBR 1 £
mtDNA 948 &2 1 44 A S 25 s .
32.12 Sirt3

Palacios % (2009) (142 15 95t , Sirt3 7 1 78 WLEF 4t (18
L) o ik i £, /N BUR B L Sirt3 X 6 JE (4 [ 32 B fe s B
WA BN VUM R o RN o B AT R R
i 23 B8 /IS BUEB UL Sirt3 19 2R KT JF 3 5 cAMP I
J G F (CREB) [ 2 1k B PGC-1a FAY 52 12 4 i Y (ci-
trate synthase, CS) ¥, AR UER] T 7€ Sirt3 5 A #f B
1/ U, AMPK Fl1 CREB 19 % 2 16 A B PGC-1a [ 5% 5%
KO TF . B, 12 T BRI Ay 356 4 56 S 14 40 i 43 7 7T i
21 l3E o Sirt3 PR A YIAE T 0 H A RS . T HTSC
2 F Sirtl [ ) A R 5T A (19 J2& | Palacios 45 (2009 ) 41 H T
— > A Sirt3 i@ it AMPK # PGC-1o (AMPK-
PGC-1a-Sirt3 {55 5l ) %3z 2l 4% UL A B i Fa 25 A8 A A
A, 4t Sirt3 1Y B A8 AR Ak 0T B8 AT LA S N 2 A
J3E 195 955 F49 36 77 #E 45 . Hokari 25 (2010)3IF 52 T 76 H = #
R A Nk 4 RS, R BUE L Sire3 & B8 , 1h 7E 9
[ 7 I PR Z 2 i Lo B L, Sirt3 i & BRI 25 1
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AMPK 7£ iz 2y i [ (19 20 Bl 43 F L e 9 4% 0 i 2 e 4
BRI R AL 1 AMPK (p-AMPK) ] J% J#] B B2 1k — 2 51
Gy F iS5 UM - R IR AE 5 % 5 U, AL Sirt]
PGC-1o Al %4 5 % A F 1a (hypoxia inducible factor 1,
HIF-1a) (Canto et al., 2011; Jager et al., 2007 ; Ruderman
etal., 2010),

Sirtuin A {38 i AMPK 1 PGC-1 o i 45 & ki 1 i i £a
AL 303 o o A A AL W AL I (MnSOD) i 20 1t £k ok &
ST A AL BE (Tao et al., 2010) , 1 £ ki 4 B Bt S 1k RE
5 mtDNA i S AL 18 5 % UIAR G . Shi 55 (2018) 1Y
WFSEIIE S, Sirt3-MnSOD 34 42 (1 Bt S A0 A FH X F 4 28T 1
G EREZ , AR, & B8 Tk & (HDF ) i@ i 1 1 1
rht MnSOD {1 Z Bt Ak, 3 i 480 Ak 17 8K S I B8 /N B
INAITIBE . i 4 ] 8Lz 30 7Tl 3 Sirt3-MnSOD 7k 42 (1)
U ] 875 R ALG 4204k 1 K O, HE 1T 858 T HED /) B ol
22U T IF GE ORI T BE o X 26 % BT Sirt3 Bl & i Ky
Pl 28 PR B 00 BT B A 5 R e SR F S IR Y
/&, Brandauer % (2015 ) iz FH sl 9 450 59 (HF A= 59 /)N FURD 8 55
AMPK a2 ¥ fiff Jf E 1T ATCAR 45 25 4 /)N BB I8 ) 30k 47 BF 5%
F 15 1 4518 « AMPK 1 PGC-1a ¥4 47 B % AL Sirt3 Fl Mn-
SOD Wy & 1 =F & Lh Xt iz gl Il 45 7™ 4 b % . Johnson 45
(2015) AR5 i, AR Z W E FE 1B 3 T U5 L B 8 UL Sirt3
H1 MnSOD # & &8N T, AR, 450 32 0% B %
LR Sirt3 9 b i 98 775 —F N8 5 Jee i 19 A% W % 4% 1 ( Nicotin-
amidee phosphor ribonuclease, NAMPT) (NAMPT #J {i¢ i
NAD "B f i A2 J0) B B R IA ARG N T 5 0 —Jr e L S
it F3 I 2R & 4E N BB Ly sir3 sE 1 & & B, A
MnSOD Fil b 46 Ak & I 1) B 05 PR S 19, AR 4R N i
LR NAMPT 25 [ 2 5 %A R E Y hmi G m , (22 K i
B (>4 ) AR AT 24 F R TR % . L, Johnson
S5 (2015) 15 Hh S5 18 < T 7 I 25 7T LABG 48 5 32 48 A
4 i L ZRORE 1A B BT R AL B L T IX — D) AR Rl i
AMPK-Sirt3-MnSOD SZ LA .
3.2.1.3 izdhd Sir3-0GG1 #47 mtDNABE

Hh T 2 R ) BB 1Y RR TR P miDNA #) 5 & 2 E Ak 1
145, T Sirt3 X} OGG1 ¥ 1E 7] I #5 € # UF 55 (Cheng et
al., 2013), Sirt3 1T 5 OGG1 A 1.1 Ji & & mtDNA {4 & 1k
B, L, 32 38 5 98 4% Sirt3-MnSOD & 13 1 i #ft 25
JeakE R WL PTG RE ) T R, B 5 Sirt3-0GGl
1& 52 mtDNA ¥ S AL i A7 OC o 548 2l 4 22 Sirtl 19 #F 5%
AR R, OA 1 2 OB E S22 3 ) 3l 0T Sirt3-0GG1 {2
#F mtDNA 1) BER & 42 , iX JC BE Jy iz ) ¥ mtDNA & 52 #2
BT BRSNS . Nakamoto 55 (2007) & B, B A #1 5 9
YRT 4 R RUIFIEZ R 1A OGG iy 11 & 1 B i Pk .
Radak 55 (2009) A BIF 58 1, i 7R, 328 I 25 AT 42 1 5 067 T4
RLURSME 19 OGG1 #1176 v F A\ SR I B o, I 412 v H X
68

8-oxodG 11 2 KR il 71 , 1k W WL 1 32 2h YN 25 Tl 2o - T 2k
ki & OGG1 #E i 15 5 mtDNA 1 & AL P 401 105 o 1 g 45
(2014) i & , 1% % & £ 12 3/ 7] 38 i3 NAD +/NADH-Sirt3-
OGG1-MnSOD F&{Ik ROS 7K -, 1 il {1t %375 5 1Y) mtDNA
13, 3% AI BE S IR 48U 52 A 32 Bl 3 i 8 UL ORI AR LT 527
AE DY CHET S . AR 2 , Radak 45 (2019) BF 5T R T,
ALY 2 B AT EE OGGT W& v . i 5 e AR ]
92 L AR AR 248 (2012) 76X 7 4F 55 M vk T2 48 i i A 53 o
KB, — U ) 3838 Bl 75 5 5 KT ROS B[R] i ik 4] 1
mtOGG1 1Y 35 , ¢l mtDNA % 4= E AL MR 05, S B0k e
240 Jf R T AU D IR N T mtOGG1 (K ik , IRl
il ROS 2 i, s iz s etk L A g8 1. Bk, OGG1 1
WS RIETMREH A —ERTE KR, HiZsh% 0OGG1
A A I AEAS ) 2 2 sl 200 B 79 T B A AE 45 S M. HE AR
AT B, B PEAZ ST b IR L L A Py
OGG1 Y7 1 (Wong et al., 2009) , fi£ 7 mtDNA #)1& % .

31— 77T , NAD F1 NADH 72 4 i £ 1§} b 8 22 (1% 5l iy,
AN SRR T A ATP S A A R TR RE ) o e R L
iz ) 23 MU 2F NAD"/NADH 19 H {5 LA K 5 NAD*1E o & %2
JEE ) 1) Sirtuin (White et al., 2012) . White % (2012) ik A,
i By o B h ATP 55 5K (9 3 Jin 5 2 NAD* K °F- il NAD*/
NADH I 6] 34 fin , 3% Yy SIRT1 A1 SIRT3 2 it 7 T £ 1y Ji§
Y. It , AMPK-NAD*/NADH-Sirt3-OGG1 1R A] fig &
mtDNA 55 S Ak SRR 3 28 A6 FTHZ Bl 3 N7 B 2R 2 ok 19
HEAF 5, 00 Sirt3-0GG1 A H A By S8, 1A, BTk
F iz 314 #% NAD*/NADH-Sirt3-0GG1 I 58 Kk £ 4 T
AR H s S F A E A i o, %5 S ila 7 T
137 F Hol iz 35 07 3 I mDNA & &2 FTE AL 8 JFUR &S Y
WF5EH .
3.2.2 iZ3h i3t P53 mtDNA 54

KT NS AL P R AL SE DR /N BB B g i X L 3R A
2R B/ DNA (mtDNA ) %8 25 Fl it bz o) R i A5 23 5 80 2
W Z PN MTERATH S L, i3 3h 5 T K 5 1Y 2 4y F
REALG 18 M RS A G o — LA OR , 4R DNA R 4 il
y(POLG) # 1A Jy J2 FZ A LR K DNA 4l , JL 37 —5°
(149 S0 -U) il T T X T mtDNA ) & i A48 5 02 2 S i 2 (1
(Copeland, 2008) , % %< POLG n] 5 & 5 # 1Y mtDNA HE
T, Safdar %5 (2016 ) L 4k ki {& DNA B4 filf y (POLG) i B
14 /)N B 78 (Mutator mice ) A58 X 42, 481 A 1118
2 e & A N £ K POLG I R8N — RV HL RN . %
T BA &3, Tiif 732 2y nl 38 33 A K T POLG 19 77 2% 32 4
mtDNA #1718 &, 28 fif mtDNA f) 58 48 f 40 5% T £ Ff
i BRI, IR FEK T Mutator /N BRI i, X 4R I T —FiA
R AT ReE , RIS SR 35 T — 2l 37 T POLG A mtDNA
1652 3 I o KT 9T 4 SR TC B T — K O A RGE B AR i meD-
NA B #2047 B HEFE . 15 Z A0 A J2 , Y Mutator /)y
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B2 5 ) 93 38 By I, 2O 1A R BT K 405 AR G 43
F 5% 3 (damage-associated molecular patterns, DAMPs) fiY
T IR £ 67 4 I B 1) S5 % (Sliter et al., 2018) ., ik 435
MR T £ B 64T 0 W 52 UE B T 32 3h 15 S — B L U, #E
NS BN AL S E AR AR RO . B4, AT S A
PIHED A 4512 3l 20 3% Mutator /]y F mtDNA & & (19 [Fl B, 8
A DLZ fif S5 1 e KM e e MR R AR T i A 4 aE Bl J2
W] 76 B = POLG 19 1% & T 12 F mtDNA & & 7 Safdar
55 (2016) 3 o 4 g S U TE RN R B, KL A PS3 HT
POLG #l TFAM 7t mtDNA 4% il &= & ¥, H % Mutator /s
Fl A POLG J& (PolG mice) & i , P5S3-POLG-TFAM & &
Y AE 12 Bl 20 PolG /N B LL 22 # 2H PolG /)N BRI HT A= 214 /)N
b ks . LRSS Saleem 55 (2013) 1Y B 5 45

— 3, 1% A A, PS3 B (0 LRI, B S A B AR RN B
B % WL mtDNA 4 JE B P53-TFAM & & 44, DL X K 58 BE i
HBh A RE . S5A HINTH OCT P53 12 2 mtDNA (1 L
fili & (P53 W] B 2 5 TFAM Al B F ] {2 it mtDNA #J BER
WAR) , YW 2 B iE i P53 15 5 (1 mtDNA & & K 1H 2 %7
2: L () BER i& 11,{HP53f7F|E] & 3 7 3 35 mtDNA 1B
Sy S A A Rk — DB . 53— 07 i, POLG /& £k

'S

& BER M1 TLS i 12 v (1 258 S s ) i, IR Ut , 32 h 412 iff
P53-POLG-TFAM [ 4H H.AE 12 &5 52 i TLS {15 8 % .
CL 1 P53 £ A3 2E BRYE ROS 7K P-4 58 20 42 28 4k i 1A
(Safdar et al., 2016) , 45 & FR W45 RN HE L I, P53 1Y
7. 4 L 5 A3 PR 516 e R A T AN 2 2 A R — FhE )i S
P37 30 B 5 o T A 8 UL S M AR P53 Y Mutator /) R
12 3l R BE 3K B BT mtDNA 2878 | i 5 48 R A A ) &
A HERFORLAIEAS 0 A WU N K /)N B A 11 5 R
(Safdar et al., 2016) ., KL, P53 12 sh b ] 43 1) LAUAR #
B AR i POLG B )7 A% mtDNA (B . B — 7,
P53 fiE 5 TFAM 45 & JF 0748 2 5 DNA (9 45 &, i 41874
TFAM %f BER i 4% " UNG . APE1 Fl OGG1 H4 l /F FH , i

iz Bl i P53 P4 7Y mtDNA & &2 18 i G 36 ¥ S T APEL
M OGGL .
28 Lk, Rl iz 35 5 2% mtDNA & 52 @ 2 Hh i1

KA A AR I AR R G o T R A R 1 A0 1Y 8
KRS BER . AN, ATAMER I, T iz sh1EM T
W A 5G4 43 T, AMPK \.NAD */NADH 1 PGC-10 #§ 2 % 0>
WA (E 1),

@\’—— DSBR —— mtDNA
Sirtl \

83?5?{; —— mtDNA — AL S
TLS
P53- Tfam £ &4
PGC-194 ik |
PSij mE BER’> mtDNAEI
L
S5TFAM%Z 4 &ﬁﬁxOXPHosT

APE1
TFAM —>—] BER{ 0GGl1

UNG

pE HIIT/Jn‘}%F*Iﬂ BRiZ3) ,AET A A A5 5) ,RET A4 iE 3, R LIRS A A B LAE, | &30 HE A4 mDNA S I F e 5, 4

¥ %-(AMPK, NAD"/NADH, PGC-1q) 4§ il % %4 4 5 AR 4L,

E1 AREEZEFHHFXES mDNAEERNEE

Figure 1.

4 R

mtDNA 5 nDNA — ¥ 5 32 S P sl o4 5 4 4 5 0 0%
IR 5, H mtDNA % A S Ak M 451 493 1 55 2% Lk nDNA &
10~20 %, Kt , mtDNA 45453 )5 1448 52 X6 T~ 4 435 LR 44 i
WM S EOCHE . LORA DNA &S 10k 424 il bk
VIR &K (BER) | #2305 (DR) SE B (MMR) |15 4
il 52 & A (TLS) DL B BU4E Wi %445 &2 (DSBR) , H 1, BER

Pathways of mtDNA Repair Induced by Different Exercise Types

R E mDNA SR ER A EZRA . W HATC Tz 3)
JH 7 mtDNA & & 1) B 2 1E 45 K 2 4 h T 4 L% 12 BER,
B E W o B A P 2 B RUIR U2 & 32 9 3 ] 3 i NAD '/
NADH-Sirt3-OGG1 & & mtDNA 48 1k #1445 ; 47 A fii} J148
3 o] 3 1 P53 18 & mtDNA #i 1i , 1% 32 3h 757 Bk AT DL UK
T POLG Ay J7 2 A2 1#F BER , 11 7] DL LUK # T POLG 1)
75 2% fift mtDNA 275
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H A, X T ARz ZﬁJﬁ—tﬁmtDNAW‘EE’J 41131/%:?@
(R 4 AT B = BB UE A L PR, DA ) (R A5 i — 2B
% : 1) A %ig 3 1 HIIT 35 77 3@ 35 AMPK-PGC-1a-Sirtl
P LR R A W R AR T AL RE D, B I B LE T A R
iz Ff) FHIIT W ﬁﬁfT Sirtl 475 i mtDNA & & (1) DSBR
WA AN ek — 2 5 2) B HVIR S E A iz gl i
AMPK-NAD*/NADH-Sirt3 3k = ## OGG1 1) % # , 1E ‘ﬂ}.
mtDNA & & , {3 H i 5§t = HIIT 5841 B Il 25 %F NAD*/
NADH-Sirt3-OGG1 % 5 Wi i A 5% ; 3) POLG /& BER & 12 1Y
SRSy, T )32 2 Rl i A KO T POLG 1 75 XA 5
mtDNA FJ &5, 1k 32 3 {2 iF mtDNA & & 1] 8 17 78 55

O3, X R BR T P53 AR TR ik AT HAM A o) T i 02 52 i
M5 Sz, ARE Kz 37 20 A 8 E S

b, (EL 45 SR AR 3 - SO 2R R B A A R AR AR A R
A O B A5 5 il A 3 7 S Le i B IR TSR . UL,
T W AT LA s S AR 2 0 1k e Y 32 Bl 7
SO SR A, A o B 0 5 22 B T 5 8k — AP IE
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An Empirical Study of the Recommendations on Physical Activity
for Preschoolers—Take Changsha as an Example

CHANG Zhenya'"
1. College of Physical Education, Sichuan Normal University, Chengdu 610101, China;,
2. College of Physical Education and Health, East China Normal University, Shanghai 200241, China

Abstract: Objective: The movement behavior includes six parts, i.e., daytime sleep duration (DSP), night sleep duration (NSP),
sedentary behavior (SB), light physical activity (LPA), medium physical activity (MPA) and vigorous physical activity (VPA), the
recommended amounts of these six parts were established and compared with “Movement Behavior Guideline for Chinese
Preschoolers in 3~6 Years”. Methods: 530 preschool children were recruited in this study, the accelerometer was used to
continuously measure movement behavior status for 7 days, 24 hours per day, and the National Fitness Measurement Standard
Manual (preschoolers part) was used to assess their physical fitness level. The partial correlation analysis, ROC analysis and binary
logistic regression analysis were used to conduct statistical analysis. Results: 1) After controlling for gender and age, the DSP, LPA,
MPA, VPA, MVPA and TPA were positively associated with physical fitness level, while the NSP and SB were negatively associated
with physical fitness level; 2) after adjusting gender and age, the MPA, VPA, MVPA and TPA were increased, and the ratio of not
reaching physical fitness standard was decreased (OR<<1, P<<0.05); on the contrary, with the increase of SB level, the ratio of not
reaching physical fitness standard was increased (OR>1, P<<0.05); 3) all of the SB, LPA, MPA, VPA, MVPA, and TPA have
significant distinguishing effect on physical fitness level, the best cut-off value of SB, LPA, MPA, VPA, MVPA and TPA were
512 min/d, 176 min/d, 37 min/d, 9 min/d, 46 min/d and 233 min/d, respectively; 4) compared with those who did not meet the
recommended physical activity amount, when the recommended amounts of SB, LPA, MPA, VPA, MVPA and TPA in this study
were reached, the ratio of not reaching physical fitness standard was decreased (OR<<1, P<<0.05). Conclusions: compared with
“Movement Behavior Guideline for Chinese Preschoolers in 3~6 Years”, the recommended amount of MVPA is lower and the TPA
is higher. At the same time, the recommended amounts of LPA, MPA, VPA and SB have been added. However, further research
should treat this conclusion carefully, and more indicators and larger samples should be considered to promote the development of
related guidelines.

Keywords: preschool children; movement behaviors; recommendation; empirical exploration
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Research Progress and Prospects in Mitochondrial DNA Repair and
Exercise Stress

ZHANG Zhe'-?,DING Shuzhe!-?*
1. Key Laboratory of Adolescent Health Assessment and Exercise Intervention, Ministry of Education, East China Normal
University, Shanghai 200241, China; 2. College of Physical Education and Health, East China Normal University, Shanghai
200241, China

Abstract: Due to the specific function of mitochondrion, mitochondrial DNA (mtDNA) is more fragile than nuclear DNA (nDNA).
If the mtDNA damage can’t be repaired, the accumulated damage will induce mitochondrial dysfunction. Therefore, mtDNA repair
is an essential step in the quality control of mitochondrion. Based on the latest research on mtDNA repair, the mitochondrial
DNA polymerase y (POLG), nicotinamide adenine dinucleotide (NAD*/NADH)-NAD*dependent histone deacetylase (SIRT), 8-
oxoguanine DNA glycosylase (OGG1) and P53 are suggested as key molecules in mediating mtDNA repair in this study. In addition,
exercise can promote mtDNA repair by regulating the classic base excision repair (BER) pathway through Sirt3-OGG1 and P53.
This study also explored the possible mechanism of exercise stress on mtDNA repair and the pathway of mtDNA repair related
molecules to mediate exercise adaptation, which is expected to provide new theoretical thoughts for further research.

Keywords: mtDNA repair, mitochondrial quality control; exercise
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