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XK HEiA
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28 ¥ 4 (mitochondrion) fz =& 2 1) 4= 35 Th BE & il
FALTERR A gl I8 0k B9TE S5 I AR AR ke
. BRUEDAAN, Zebifiit i AT AR R .
SREWIACH . TEIEEER. A B TR AL
388 37 P % 4 FL(mPTP), 2K 48 41 i o AR 341
2. ot W REEAY)EDRE, DAYERE A
BiRaASW, Zobifk T RS (e BRI E AL . TSI
A2 ZRKifk DNA RN NI, Ca*
. HTREEMERE. BK ZE BRBRE
LESES

B BE T HBETER N, AT IR B GpE A2 A
FAEWAIE, FERE . 83 YLk, RAE. 6t
A BREIREIERE T, @Lhifkps / n3. 4
RLAR EE . SRR A= Y& B e R 72 (B 1),
IS H B 50 BURE E B A . BUE . B BRI
MINAE 5 FEETERE, Ba—AmEsh AR
IPER 2%, IREIMESE Dh e Z AR 2 RAR AR R, 4E
FRARLAECR . TR MIIREM )P4, ORuEZaNf
IEH ARG AT, X REAR Z N FE 4 i 2 K
S 38 3 A 1 28R 7 8 45 (mitochondrial homeostasis)
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AR 99% ) AR AR T 5t 410 B 44 /1 4% DNA(nDNA)
G, RIAERERIAT R — R TIRE, &
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Fig. 1 The regulation of organellar quality control

El1 ZHBasS/kTREES ARE

GG 8. B, SAELRE, DM — B
(AR BB R R G, AERRSORLAR B A Y
5)) & V- 1 (protein homeostasis, proteostasis), iX—
T FEARZ NAE 53 T 7K~V 3k B0 2R 8 i) o7 JE 4
s,

i AORLAR S OH B B AR A TR e D T e R
i, = FHIREZIMERAR IR Z I 5] A A N3
BHIEEL, MR DI RER)IE W A8, T
IEH A0 RGP . RS BN A KT ) 2
LA 5 B4 11 M 237K~ B Zobs A4 B B o B A% 7Y
3 TH ) 3 SRR S FLR AR A T A B R
T R A A

1 fRAERRKFRIREEH

1.1 ZRIEEIE R

2 ki AR A4 W) A B (mitochondrial biogenesis) & 4|
WAL T NS RIBCR , B AR LA I8 B LA F7
FARZ LRI G B 5 IhaE I — A shasd .
I FE 7 2 nDNA % %5 F 15 B . mtDNA
’E%‘J%Mﬁﬁ%rﬁ“ | 73 RBY I R ED. I E A
lig 4 3G 58 1) % 32 ARy (peroxisome proliferator-
activated receptor vy, PPAR ) #l B #i& A ¥ 1«
(PGC-1a) R JE T PGC-1 FKjik, &Ltk A)6 g
Fi TR 7 DR AR SR B O TR, A A
£ 35 PGC-18 F1 PGC-1 #H 5% 14 %f Bh v 1k A T

(PGC-1-related coactivator, PRC). PGC-1p 7& i i
N R AR A 7 40 B 43 A4 J7 T B A kR B T RE
PRC £ 1 5 B0 A4 A= ) 6 1 S 248 M 3 5 v ks )
— E ML

7 J5UJE 5 ] (c-Myce) ¥ / 188 3 ] (p53) 2K
G ALFAF RGN T, ZORI AR S R B A
T s 1 32 BR B He 21 8 KB TR 15 5,
Ja it PPARs AN A MEAY . 0 FL B304 7R 0 25 R
H H(mTOR). cAMP & N ot 456 8 H (CREB) M
N F yin yang 1(YY 12515 T PGC-1a HIHE S
EOWL BRIGLAAL, REEEZAE AMPK. p38MAPK
-SRI BERR SR NAD K31 SIRT1 A 510 2%
L IRARAB AT H BEAE 3 5% J5 /K- 520 PGC-1a B E4H
J % AL I IE I 2 HAF I, PGC-1ar #4471 428 [A]
% 4% . RIP140. 160MYP Fil ZNF746 ] 411
PGC-la 1A, p53 @i i1 biphL FEAGHIH] PGC-1a
Rk HARMEAKT) S 5EE . GCNS A
S BB AT A PGC-1o TETEM.  EWEERIL /
E LB AAB TS ) PGC-1a #5407 2 HUAZ 5 40 i
¥ W W [X F 1/2 (nuclear respiratory factor-1/2,
NRF-12) 45 & J5» ¥ SCB0E LoR R B sk 7 A
(mitochondrial transcription factor A, TFAM)AI 41 iy
Zmb e R ZE R (1) 3205, 4% mtDNA ) 5 il Al
mtDNA J i JE R (1) 5% 5%, 4ERp 40 I 4 1E 5 Bk i
() B 1 5 SR A P I B S A IR AL D RE LY. B
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I LLAN, PGC-la W 5 PPAR y. JH4H L% 1
4q(hepatocyte nuclear factor 4 alpha, HNF-4a). #H
FZ U 2 % 7K (glucocorticoid receptors, GR). HUAR
JIR ¥ & 5% # (thyroid hormone receptor, TR). M ¥
% HH % 52 {A (estrogen-related receptor, ERR)F1 I 5
W & 4 K [A F (vascularendothelial growth factor,
VEGF)545 5705, 1] 7 #E 5k D 38 IF 18 25 fig iy 4143
SR AR LG L 7 R T TR S A R0 R D 1R AL
[ B AN DI REA R By R k. S 5 BRI 4E
R A FEREAR T T & ot L R 1
ik FFME LR, SZE5MBEAE. KE. mht
RS 2 2T 24555
1.2 Rk R

mtDNA it = 4 8 5 OR3P BAZ S LA (g
2, Gy sz ANEECE SR AR B B R ) B T K
A EWAL A . &R 3 WR (mitophagy) & 1E
mitophagy MHXEAFAIEH T, FIHEMRAGEZ
TRARIR, TERERLAR B A, P 5 IR B Rl & T
FRBRLAR H R IA IR, S 2R VIS B St i 1
AR — PRE M B I U9, Mitophagy XT T+
PRAF 2R AR BB R0 0T B (R84 RR 40 I R 5 45
R AR B AT 3R 5 = .

Mitophagy #H 2% & I 7] 43 4 E3 72 % % #2 i
Parkin & #i 2 A1 9F Parkin #K#i4Y, H A 7% PINKI
(PTEN induced putative protein 1)Z 5[] Parkin ¥t
AR B W B ATBE T ORI, B Rk A
A IE W B AL, € A7 T 26 B4R A1 B (OMM) 1
PINK1 jf# i Translocase of the Outer Membrane/
Translocase of the Inner Membrane (TOM/TIM) & &
VUL AORS F J7  N ZREAR I (IMM), - I
R E KBS PARL G FEAR . ELERAZ R E 2L
WA AE I, 52 A F OMM 94K PINKI ji i 3
22 | JRE RS TSR R K Parkin¥% 7 2 OMM,
[F IR 1% B2 A, 18 11 Parkin 65 07 42 % 2 I I 35 Parkin
(1) E3 V2 FIERIEYE, B8Rk b e A 2 [
2 ¥ I8 J& 1 (voltage dependent anion channels 1,
VDAC1). M 52 3 7 /1 5% & B 1 (dynamin related
protein 1, DRP1)#ATZ R, p62 @iL 5z
FUEAMBERMHXREOMEMCED 1 2483
(microtubule-associated protein 1 light chain 3,
MAPILC3)45 & T i H Wa s, I TS24 S b ik 13
BrUsS. BRubLAAN, BEH B3 2 RELM UM
Parkin AR A 292 246 H D) BB/ USP30 fg % ~F-
W 715 mitophagy I 2. 1 F 1A USP30 & i #5 #1

Parkin /> 3 [ 2 K044 £ F1 10 22 3R VZ 2 A A2 1 (lys6-
A Tys-11), RVH 2 &= B8 B 72, ) i 4%
mitophagy & 4. Durcan 25 2§ iff 70 £14E BH
MRk AR AL, USP8 ] LA 25 BR Parkin F 1)
K6 Z &R 4G5, MG 7 Parkin JE{ERE 1 H %
iz &% B J5 mitophagy H) %4, B %92 K AL B USP8
i 5] Parkin 1232 R A IE A 4% T mitophagy

Ak Parkin WY 2 K A4 [ R AH OC 2 A AL AR 2
B E S N F Lo 85 £ BNIP3 (Bcl-2/adenovirus
E1B 19 kDa-interacting protein 3)/NIX" 41 FUNDC1
(FUN14 domain-containing protein 1) 2. BNIP3 j#
id 5 Beclin-1 3% 4+ 45 A Bcel-2/Bcel-XL, {# Beclin-1
5 Bel-2/Bcl-XL fi# 2, I8 Beclin-1 45 & S ZRi ik
BV BELC My AETRZAEMEXEH
(gamma-amino butyric acid receptor associated
protein, GABARAP) & 8 i f&, ¥JE mitophagy!”.
FUNDCI s& —> OMM L) 3 RIS A, 7RI
I 2% ) N 3 B A ML B 5 LC3 A B AR T RO R
YxxL (LC3-interacting region, LIR). #f 5% 3% B :
FUNDCI ({7 B2 4607 25k 52 % mitophagy 143 7 2
B, IEHWAEON, REFAET OMM [ FUNDCI
W22 | TR R R ¥ CK2(casein kinase 2) R 1L
1B 13 7 22 Z R (Serl3). i & &R 2 4 Src
BRI AZ 2R 18 A7 I 2 MR (Tyrl8), #fIIL 5 LC3
FRAH LA FH DA PR UE 400 A i = B R kAR, 7
B (S SN, CK2 K Sre 5 FUNDCI [ 45
G He 1S5, [ I 2 ORL AR B IR B PGAMS 5
FUNDCI M EAE IG5, {ef FUNDCI Serl3 Al
Tyrl8 @R 4k F 38 i LIR #6585 LC3 A0 H.AF
. L AWRERAELRA, {23 mitophagy K
AR H Wu SEBERRIF TR EL . AE Gk S R A A
B L FCCP MR T, 22 / 75 & R & H i
ULK1(UNC-51 like kinase1)3& ik 3 i J& % 47 2| Th g
KW RAA S, BRI E 1 FUNDC1 55 17 722
Z R (Serl7), fRHMEH S LC3 M4ia, MMEK
mitophagy. H It A WL, FUNDCI A [ 8 B2 1k A7
MHDI BB E,  HAKAE 53 1 mitophagy 8 i
MO % SRR3R AR 45 R, FUNDCI 4%
mitophagy 7> T AL fr ik — PR R AL SE.
1.3 ZRREhHF-BE/0 %

WRTHTIR, 40 R R AR T AR AR 2 b T R
WA, MARENMBUIRESCE3N. YUk, A, &
PRA&ISE) T AWt T “RlE - 2R KshS2k,
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B N 28 R0 4k 5y 77 2% (mitochondrial dynamics). £k i
ARG T IR W ok 5 i &R id N BEMIR G
B btk N Camt e, ART & H 5 1Y)
RS . RE R AR IS, XA — e iR E
FARY. BoRifd 7 20 23 7= A — A D R IR B B R Ak
Al —A A AR B Bk A, 138 5 5 5 HoAth 2k
P R AR Rl TRl A e b A ) %, T i AR BT BE N
mitophagy X R iR RS / 725 40 i
AR S8 . TSR AEY R DR S UMK,
GRS T 2 S ] DL SO 2 v R e . e
JE B BRI AR e IE S5 T 1 7 A 26,

SR AR A BN P B PR Rl (fusion) A 2 N7
I, ZkifAR & 8 A (mitofusin, Mfn)1 A1 2 /¢
FLRAASMNER RS, Hh A M2 2 i 757 MR
FER IR B R, 2 RS T 2R R Ak A B 1 v B AR 5T
GTP Jig, IZhifk 2 WIREEH 73 870 4. M2 B
T H58RARRE AL, EREIESEAN TR TEAS )
T AR5 A o 2 TR ARG, DA S 45 A o
W LIRS T B R 3T B B OB, AR 48 2 4 A
K H 1(optic atrophy 1, Opa 1) 28R P JiK 5 14
PR EER 72—, S5ERRN RS SIS
PIYede. LSRRG LS ATP B3 2 21EMC,
gH A AL IR L 32 5. mtDNA SRk, iEPEAE I 2
H 2= A A SRR,

SRARERLAR S FI K 2 A FARGRLAR ()3 Bk
7y %4 (fission), T H DRP1 F1¥ 5] € fir T £ ki ik
HMEEI 73 2EAH ¢ 8 H (fission 1, Fis D/ 22 IEH
i) DRP1 K70 A T MK N, 7r RIFFE Fis 1 &
H % N s 34 20 2L R 2 Ik # & (tetratrico-peptide
repeat, TPR)ZEAL 4 55 N #e fr B AR RSN, I
HEETERRARIBIER RO 5L XA IR
e SRR 7 R L 2 IR P R . DRPL W] DUIE i
FEAt . S- WAHEEAL . 2 &4k, o-GleNac ¥5F:4b %%
VT ZRLAR ) 3 2R . WS B/ 2 DRPI
Ser673 £ WkIRAL, i DRP1 M5 4% #% 31| 2k ok 44
AMES Fis 1 454, BiJS DRP1 KAESFERMIFRIF
ARURTE [ G 1E 0 200 s R L, 7K GTP RIS RE &,
Wi s PR DI ARk, S B RLAR A e 4 A
Jr BAERL

2 AAEER K TR SRR R E T HIKE S i
BRFHEXERR

21 SRREMEREMBLRPRER
FEAFRRB R R AR, LRk Y&

AR S ARG ifiE o PGC-1a A1
TFAM %15 Fi", H Fifl PGC-1a Fl TFAM ik
Ja, EHUE. BRI T mtDNA A S AL
RLARARRUE BESE 0, 40 B A4 41 48 5 M 28 RE ) Rk
5500, (HE Z WK PGC-la ML AR i
SKRFRIENE, A G AR AT AR
KoayTHIER, FaREats, Z5M .

a. fET ARG MR IR oz 8 R 200 i e 45 DL i
RAPRE ALY B RO AR B AN PR 1 A
K 2 IER K. b, PGC-1a A& -5 8 fig 1
A2 B B L S R —— [ B R o A A A ]
(sterol regulatory element binding proteins-1, SREBP-1)
ghd, sk i IR I ARG R R TR R
e A 0 55 R JEORL 22—, R (R bR A A R Y
FAAHRAR 5 e SR HE AL, ¢. PGC-la i&HE

H 7 & ¥ % 18 /K 4 (glucosetransporter 4, GLUT4)
Ik, SRR, (k2 RV R 0 A 1
FEU. d. PGC-lo 3T 5 ML B EE X 248 a(retinoid
X receptor o, RXR-a). At 2 4K [F] 2 ¥ 1 (liver
receptor homolog 1, LRH1)F1 ERR-B 454, it
JiT9% B (hepatitis B virus, HBV){J%43%, £ Huh7 AT
AT, PGC-la ¥ ERR-B/y 45, i
HBV &1, e, JATHBT TR : SAE
T, HEEEA BRI EEEA 1(high
mobility group box-1 protein, HMGB1)if i fl 52 &
Toll-like receptor 9 (TLR9)4: &, {# p38 F ik 14 fin
I T PGC-1a HIBERR AL AB M AN S0, (e dE 2k
KRG R R A, FETE 2 ATP, f# T 48
OAEAR S RE B A T 15 LLGBRAG B . IR A
FoB,

FEET R [F]— Y fbJeg i AT T rh, AN [ 2 B 2 1)
SERWMAJTAIE: a. 7E ERBB2 FH 1 5L i 40
F1, PGC-1o/ERRo B & W) L1211 15 4 Bt A A Qi
(7 U S Bl A 25 D B R ) R A, 1 DR Bt
[ 1 B N I AN o B % — R (a-ketoglutarate,
a-KG), HANZRRIEI, BT HSS5HEHERMM
Sk, AR 4 i A R AR RIS T e
B, HHPENGE, EEFRREZ AT,
i PGC-1a BTG ERRa 3 v 412 i3k 7L At g 41 P Fr)
HOBE, PGC-1o A1 il 22 I i 30 i A DAL ) v
1% 5 I PR 7L MR B IS R TS AH 5GP, Wang
SEUNERIRIT TR R IR AR L A8 BRI ARl i e B A
A BRSPS A ORI SR EGE 2 HT La 1Y
FarE vk, 0 S A0 R R AR SN EE . b, i B
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Y ) PGC-1a 08 A2 3E SR A 1) AL 40 BRI
WAER, FRARHT A ARG 1, 3G 0% 1 A B HERA,
AT I8 7 40 B R A T B ) BAX BE MRS R
o bR A T, TR g R ) R AR (R Rl
WL R W] PGC-1a W73 0l 11 24 S A SR AL
fiff (acetyl-Co carboxylase, ACC). fg /i g & kB
(fatty acid synthase, FASN)[H¥E M F1 2 b A7 15 B2
Mo 0 —— IR B SO0 25 R A N i is iR
1 B% 1 1 (solute carrier family 25, member 1,
SLC25AIFRIL, - PEMIEN K S A
R, S5RITTRMN KGR, (e a e 4n i
T,

ARG BOE V] 25 Mg 2 25T 2, HAL
Hil AfHE 2 1 a. BRAF B Bg 30 i 77 g % 9E @
(vemurafenib) ik 37 JF J& (dabrafenib) #7% MAPK/{Z
SHSIR%, R MAPK & 1% 0} 5 66 230 41 i 4
S 1 Y /N I W TR AH OC #% 5% Rl - (microphthalmia-
associated transcription factor, MITF) ] 1 il /£ H ,
MTTBEGE T PGC-1a BIERIL,  $2 my S A AR 17K
-, 1G5 R O R AN A B AL O, B
ASGHBORBMARTAEWZ . b, BIEK
PGC-1o 3 1] LA 3 5 i J87 241 g ok 3% 12 4 1) i 75 4
FH, g oRg 4 ot 254 7= AR 2, 4R R AR A AL
LA N GRS AT I

EHUE AT L, R A6 B (i 41 sl ) ik
R SR SRR e gk i P b AN TR B B
UL AMRE B LA 5 1) 28 20 DL S FLAR S50 2% 1
PIAH OB, BIR PGC-1a MBI U 5 iR AE W&
B A /B AR SE e R i Ok AR JE, (HH
HIXS PGC-1or 175 iR AC U FIATL A BT 9 i b T 4020
BrBe, BLPGC-la NAERHIWTTL HATIREAZ, R
N5 FHURI B B B T BL PGC-1a NEE R 2
IR A, AE[RI B AN B 240 PGC-1a FEALA IE 5
AR TR R E M, SRR YT I R EUER A HA
TH] PP
22 ZAABEEMEARPEER

o T # E [] parkin B8Rk R A% W] 5 2 Parkin
WAL mitophagy #H1H], {HLE MRITE BORT #4721
e AR SR #8  SE A 85 FT 3 B BNIP3/NIX
S OE , 3t mitophagy HIR AR, 8 R 4l iU 7R
ARIT H B A7 S RS 4k 2R 3G 550, BNIP3 7E AN
[F] g R ) Rk B H AR R a. FETH N
e AR/ N . R R L A e S R
BNIP3 KA T, b. #E[H BNIP3 {18 & il id

YA v 4 A 1 %A SR DT 0 o S £ 2 R 4 i )
TR, o, ST 755 6 40 Mo A0 IR R 2
PR AR, BNIP3 1A i J- 4] mTOR/S6K1
T8 8 DA [ Wk B 1 i T 20 oot 2k 5308 T 1
e PEREN: a. EEE. i, 458
s J i 22 4 g v BT BNIP3 J5 3)) 1 3R Wit
AEYTBRASE FL IR FRAIC, W i s 400 L ) S 1t A2 )
RN, b, FEARE/ADNRER T, BT BNIP3
K45 T 2 mitophagy JoVEIE R AT, A48 55 R 1)
12786871, PDK2 {K #6117 BNIP3 25 =4 & T %
PR 2T J () BNIP3 BY 1) 38 e 419, Bl Sp3 5%
f6) T AR A SR iR 4 4 BNIP3 py 1019 35 [A] ) g 32 [A]
A (AT REMLA, H NIX Al FUNDC1 % St 45 4L
il BL K B 1R JE A8 i 7 O AR W A2 ) g R
mitophagy )52 A RER AR T
23 ZRADR/FEEMBE R HMER
WIHTRTIA, Zekithsr 2/ & AH SR & E W)
FEXHE A MR TR . K. KA 3L
B A, SHERNEREER, RE T ER AR
BRI R AL aris, HIREGES 5 M8 K
AL ORBEIT. EMBE RIS, fFELRE
S RE AN S SR I S, SR
YR B R PO A 3G, AT 3 58 % 03 T SR EE
SAPUER . Z0EERY: a. M2 2 5EH
HZE, EMIR 2P IRRIE,  IF 5 R i B R
B 5 AR W) AT OB A DG M2 43 sl a5 0 )
Ras 7% 10 B0 F U8 40 B J8 1 &5 O3 s 40 ) R
(cyclin-dependent kinase inhibitor, CKI) p21 5 p27
ik, FHWT ERK1/2 B0, 040 i 8 B4 T
GO/G1 #, HIHI4n g FEee . Wu ZES7ElE . F
Jiges 55 22 Fh MR 1 3% R I SRk Mifn2 R ILFL BRI
UM T, WA IR AR A . Guo ST
FORBL: Mfn2 i# it [ W Ras-PI3K-Akt 5 5 1@ #,
/D Bel-2 BRI, SINZRAN Bax R R, &
LR kL AR 41 Y 1 2 ¢ (cytochrome c) [ FE i 1
caspase9. caspase3 MU, A5 40 B i T
b. ULER Opa 1 BE3E N cytochrome ¢ F Jif I 3 5
caspase 1< #fi {40 B 8 T2 9 M, 32 T B ARG A B4 T
21k, AR MR P R PR R TS AN R
c. LRV AL FL I 40l MDA-MB-231 1 DRP1
Fak K P U v TR AL #2 9B RE 1) MCF-7 4 gt
DRP1 /i3 IGO0 53 824 Lo b A4 387 73 A BIBCIR
P X3k, 3 I (R B ASCIR PR A2 BT S 189 m 2L i e 24
JHL R % U PR A g 2 HL AT R LA
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3 DFKFERGRRIKREES

PR — T B PRGN as, ZohiiR P& i L
TRE A AR IR FRE, R ERED
HIp KMo AR, AR R ITERPIRE B 28

KL 745 . mtUPR. # A B A A — Fi v P i
FERINLE], iz, Hik 2 LoR ik B L F 58 e ATP
GRGEEYIThRE. RIS O R IR A R 3T
B d8%. S EANALEERT T LR R S5 Yl R AT D fE
KA G AT ZRBIE I (B 2) .

LA TR /AR

.

~

7 mmm
/
i "l
\
\ ¥
N, mtUPR
. 7’

Fig. 2 The regulation of molecular quality control

B2 5FKFREEZH AIFE

3.1 LRSS FEE-RRTEBRE

K 78 25 [ (heat shock protein, HSP)ZR ik £ %
I 25 A0 IR P B B 2k AR R B [ LR LR
Y A & IR AT iR B B S (Rl 4, AR
FE AT AR B BT T BIRE, R H0HIANIE 2
(1) 2 IO PN BB () AR AR, B S DA T Is S 1)
T3 3G ST e 2R AR 5 ) i A 2 R A
i ABRMEEM NI, H¥EOERTS. &
i, HARRCE E TR A RIS, BRI TR
SRR EAS. HARGIEAS 58I E S WATY)
Ae W4 2, A B FR A 4 1 fF 1B (molecular
chaperones). HR4EHAHXT 73+ fi &, W ¥4 HSP 4>
B 6 N, BIK 758 HSP K. HSP9O FKK .
HSP70 ZZ % (fii & BE R 5 8 1 75 5%). HSP60 %
/NG F & HSP K IEHSP10 )Mz & . AL T4
FLAK 1) 4 T F# AR 32 ZL AL #5 HSP60. HSP10 14
% BH I T B A 75 (glucose regulated protein 75,

GRP75).
AP HSP60. HSP10 [ 3 A7 T 46 ki
(70%~80%) 41, FA /NI T MR e . #E

1

WA 3R, DA B S T AR AE . it
GE:!

I, HSP60 & 2 AN 7 NI IR TS 5

B BAG O IR A5, 2 AR A 2 3R
B LIRSS A, HSP10 Wt 7 AN 731
BN 10x10° (VI A, 7 ATP /2760, HSPI10
Al 5 HSP60 [ — i sl P i 1 42, TR — AN SR 11
SER, ML HSP6O FIP EH KL 1 %, FFAH R
Sk 15 Tl sty AH 45 A B IR BE BRI E HSP6O B &5 i
5 & BKEE 1415 P B9, HSPT0 R K 7 2 —
GRP75 B A fE PN R A . . BRI . Al o &5 5
ok, FEEA T LR, NAFNERE HSP70
(mtHSP70). 5 HSP70 X% H At % 52 A A, GRP75
AR S, EXE ARG = . A, K
SRS AT A O . HORTAAE AT
2 B 55 A 4 5 1 R A B N R . 4t
WYE . 5 T P MERARE A K. GRPTS it
TIM ERIEBAS S, RiBFEASNERAZET, B
JEiEd 5 HSP6O A HAEH, #HBEARENS,
1 R AR T D) REP.
32 MWIESMERERITEEARN
AFROLY, GRAENRITEEONAEES
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Fig. 3 The regulation of mitochondrial unfolded protein response
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Research Progress of Mitochondrial Quality Control Dysregulation
Involving in Carcinogenesis and Tumor Progression”
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(" The First Affiliated Hospital of Gannan Medical College, Ganzhou 341000, China; ® Gannan Medical College, Ganzhou 341000, China)

Abstract Mitochondria are important intracellular organelles that not only provide energy for cellular activities
via oxidative phosphorylation, but also closely associated with some important biological processes, including cell
metabolism, stress signaling induction, calcium homeostasis, production of reactive oxygen species (ROS) and
apoptosis. Mitochondrial dysfunction will lead to tumor development, growth, invasion and metastasis.

Mitochondrial quality control system has become a key mechanism that maintains the normal function of the
mitochondria, which is mainly composed of organellar and molecular control. Organellar quality control was
coordinately modulated by mitochondrial fusion/fission, mitophagy and mitochondrial biogenesis. Meanwhile,
molecular quality control was regulated by mitochondrial molecular chaperones and mitochondrial unfolded
protein response to achieve mitochondrial protein homeostasis. In normal circumstances, mitochondrial quality
control system limits the accumulation of dysfunctional mitochondria and maintains mitochondrial quantity,
morphology and protein function in stable state, which was called mitochondrial homeostasis. If the
mitochondrial homeostasis is impaired, increased number of injured mitochondria in cells will lead to the

disturbance of intracellular homeostasis and induce malignant transformation of normal cells.

Key words mitochondrial biogenesis, mitophagy, mitochondrial fusion/fission, mitochondrial molecular
chaperones, mitochondrial unfolded protein response, mitochondrial quality control, carcinogenesis, tumor
progression
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