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Abstract

Mitochondrial dynamics is closely related to mitochondrial quality control. The effect of exercise
on mitochondrial dynamics directly influences mitochondrial quality control. This paper reviewed
the mechanism of mitochondrial dynamics and its relationship with exercise.
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LR N AR A S RE R “Zh T, e THLIRITHR K 90%LL EiREE . Zokifh A
ANVRIRAERE R, 1 BLAEAEMAR R AL T O AL E L] Rk R AR E SIS A A, S
PR A AS [ A LR 50 A AR AN IR AR [2] T AR Bl s R 2 KR 5 EORE AR Bl ) 22 (B R R Rl L 2030
B ) AR DA G . ORI S WA IR I AE KR R B E VIR R, 1 HE SR Rp .
TR~ TP RICa i LB 50 S5 22 R s DI AR 5R [3]e ERRLARAE iz sl RIS FEBUR I AN &%, 183 H %
AR LR AT i, BE TR LR AR IO Th E, TSGR AR ML DI RE,  AE PO fRE . Zohr iAo 5 (1 4
RS ERAZ) Sy OIS . IS, Y2 AESSE ) S ARRS) /12 R H VIR R, B, &
OB AEIR T 4Rk
2. RNHRE/ITH
2.1, ZRIFRRS/5 RAIHLE]

LR R 15> 242 5 SR A SR GTPase [AHE[4] [5], Zebiikfh & 5 4 b A S E RN A IR (4G 5%,
A RA 2RI Rl A B 1 MFnL R Mfn2 [REER[6] [7], Zebiiikmb o/ oy 3 5@ e 2 VI AH OC[8] [9], 1X
PRAN ERL AR R G 2 1 (1 B P e R R R B 1)/ SRS 258 0E, 4 R B Mfnl B0 Mfn2S J2&, /NERTERE
GRA A BET, TN DR R B T T (R SR [6] . 7ROV URE SRS Mfnl/Mfn2 & SBURRRSET:, T
TE 3 43 i B BCAE BRSO, 2 3 B0 B 1 e Rk ) B8 S5 AU DO LIS BB T IR B2 [10], AR,
Papanicolau Z5 &2 I 5 R B, O IEARY S B Mifnd AT MFn2 (19708 BRUZE LB AR INF e IE 3, (B4R PRAE O UL
S e HEAROK B AN IR R, X /N FRARBROIE B T 0 WU FF FLH AR G A RE RIS 16 R[11]. REARE
FE AT AR I P AT 50 HR R S O I 6 B 1 R R 7 A AR R R 3R B, AEX A S50 3 T B Mfn1/2 7E 4
FREG KL IE & T A FITHRE R B ZE M . 2R Rl & 3 T ABH R 80 iA I, AT CRF 20 B o 2ok ik ()3 2
BEAA[12] 0 SRR il -G 3 BB o 4 B 2 L A 32 401 B 1 LA TR TR B A mtDINA JE N A S5 B 1) 4 L A AN T
ERVRTEH[4], SR, XM AAAESR — €M AR, Bhandari 55K H: 47E R M FH 1L Parkin /51
KRR ARG, & SECRWEISE LRSS EE SR AN RS, NSECEZ LA E, 0
W [13]

b N ERL GO Opal A (4], Hail KM, ERIARE T, /NE0IE Opal 7£ 926 A1 931 Ak
LW OB, MBS T HIhAg. Opal #hCEMBBIEMEN, EREGTF/ART, HAE 12 MAFE, ©
VLA mEDNA s, [R5 800 WAL WL H SRR ThRE 73

R Ry Z AT R ) Drpl EE AN T, BETELRRIMITE R — NI TEEEM, IRk — 004, ek
RISy AN ERIAR 2] [14]. ZRRIAR > ZAE LRk i S il b R ¥R AR, i —Fh AR S bR
T RE S 5 1R B 10 0T AS K R 1 4 B8 B B LA R i — AN X8, R R AAR I 20 LK X AN X3 T T s A
LR, oA — AN B M A7 R 2R RN B8 A ] REREAT N — DA & [7] [15], 7/ BRI AR B,
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R 15]. EARPY, 0 BR i FEEEVE K B0 E Drpl fe skt O IEThAE, /N O URE BE Y THIFR[16]
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BCRIER 2 I U R B, A2 3 nT DU IS A B3 S bR B B [17], TR 3 51 M R Rl & 7 24
T B4R 57 3 A % 3 (W I [18] 0 1283l nl AU 2R R Rl /20 Z4E R [19], LA R) BRI 16 o i B I 4 20
Wi Mind Al Fisl & A (921X [20], Ding Z5[21]MIRF7Cit—b KW, — kI Gigsh)5 24 /N, Mfnl fl
Mfn2 mRNA Rk B & T m, HEAHRIEREZEMEZ R, Cartoniet ZE[22]0F 78R, EANZEHULH—
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I EiRZE ST Re Hizah . 18358 B DL RS2 300 G ) 45 J5 R BT
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PGC-1a 4375 Mfnl Al Drpl £ 1538 1IEAH 2%, ML PGC-1a 7E LRI AR Bl & R B S B EH - 7 4b,
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W

PINK1-Parkin i& 4 /& H b EZ 1 — Mg /e . /£ 1R 4iie, PINKL @it TOM &4 ik N rifhk,
SRIGHE MPP Il PARL A, A1, STk LRI AL 2RIk, PINKL ANFRHENZERLAR, 142 BB
HEFAE OMM E[29]. 24 PINK1 #EF#E OMM L J5, PINK1 324E Parkin [30], — H 34T, Parkin ¥
fff OMM L) VDACL. Mfnl/2 FICHEES | 5572 RA6[31]. 81, HATRT PINKL fnf 554 Parkin 3|
RRAE LR . HEE A, Parkin %5 PINKL £ OMM E454[32], BAMEWIEED], PINKL
A Parkin A LR, #il40, PINKL /-5 Miro BRI, SIS Parkin /51072 2 AL AZ R IR AR [31] -
B, Chen Z54RiE, M2 5 Parkin /£, M2 FIBSERIL S Parkin 24 228 RA F) Jo Uk 46 £E[33], {HIE
gk — 0 B PINKL 2 2 3248 Parkin 2Rk F 1.

Fihh, —EERE ORI ZRIRSMIEE E AT — B SR SRR, IIX S Ry RE S B S 2k
WAER, SERA AW A, kiR O BEIE A FUNDCL [34] B 5 B Wi B9 LC3 &5, Mk
R W . AL, ZRkiik AN i Nix/BNIP3L A1 BNIP3 J LB # 5 [ W B LC3 454, 74k
FIWE[35]. Nix fEALRAR F RIS A R A N T THMER: — ROS 512 AW, —{Ef Parkin #£47 .
AN, 1E Parkin SRASHOII4EMIH, BNIP3 151 H MR AE JJFEAIK[36]. #R1M0, Nix A BNIP3 Hef% B %
HEWRE EW LC3 454, MAEILATE 2 Parkin 414 52 Nix F1 BNIP3 /S 2K 44 F WG B 6 23]
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TEL A [ WA A PINKL/Parkin 3421 Nix/BINP3 @424, 78 —#E W K, Nix/BNIP3 @42k
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LR H G AT BEIR 5 HIF-1a 5 5%, TEMREIAEE N, PGAMS (phosphoglycerate mutase family member)
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I HIF-1a E ARk 4 B IR s 2 bLR [ MRS 11[39], 1 BNIP3 FiAMKM HIF-1a fZEIA[40]. H4b, 2
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