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HE KRR mIe N EE2min s, FGE T AALARBRIL & & ATP A 4a J R A 6%
T, WA RTNE B FHRE. F M A(reactive oxygen species, ROS)#9 = 4 . 41 Jith 5L 9L Fw 48 JiELIE,
TR, A RER TS A AL ARG KA, T AL GETEARS) 20 97 B tm e = AT HAPE fiG
RH S . KEIER R, ARG AR T XA R R G MA T fdes, AT, ZEE
TREAREOE., REREQHE, REZOQH. 5 T8, KR ER. KER G Efo KAk
R EF O R AR EH O FORATE, FRERFTEXRRENG TG RAFRI LA ) B4
K7y @R, AR EAR R QR Z, N A iF A RE R KR R K A R IR IR .

KHIA AR E A ZekiiR R B s, B E i E A

Mitochondrial Proteome and Its Protein Quality Control

ZHUANG Tianpeng’, WEI Manli*, JIA Zhenwei*
(College of Animal Science and Technology, Inner Mongolia University for the Nationalities, Tongliao 028043, China)

Abstract Mitochondria are one of the important intracellular organelles in mammals, which not only
provide energy for cells by generating ATP via oxidative phosphorylation, but also participate in the regulation
of calcium homeostasis, ROS (reactive oxygen species) production, cell stress response and cell death. Mitochon-
dria dysfunction not only leads to a variety of human diseases, but also reduces the quality of animal oocytes and
early embryonic development competence. Numerous studies show that the function of mitochondria depends on
the integrity and homeostasis of mitochondrial proteome. Based on this, this paper reviewed the mitochondrial pro-
teome, mitochondrial protein transport and the formation of functional protein network, and highlighted the role of
proteases, molecular chaperones, mitochondrial-derived vesicles, mitophagy and mitochondrial unfolded protein re-
sponse in helping correct protein folding, removing misfolded or aggregated proteins and eliminating dysfunctional
mitochondria. This might provide reference for maintaining mitochondrial health and reducing the occurance of
disease incidence via the modulation of mitochondrial protein quality.

Keywords mitochondria proteome; mitochondria protein import; protein quality control
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g5k

BETT AR RN, (R, 2Rk A 7 2 FR A0 i A JE Y
Tr R EE T RBEAER, HIhReRaG AL T B 4R
ATHESRIR O P« A JHEE AR R PR 55 2
Tl NS0 1 5 A, T HL B e RIS 20 4 O B 40 i o
AR IR K & eI,

VFZ R R W, 2R A (1) T e WO T Bk ik
IR 20 e PR RIAR SO R, ARSCERIR T 2Rk
AP LI B B R R LS, AR T
PR A, HEN. SRAANTA F2iE (mitochondria-
derived vesicles, MDVs) A 28 ki 4 K 41 & 5K A & W
(mitochondrial unfolded protein response, UPR™)7E i
AR B o 7 RO AVE L IR ek i R B 5
TR RZ KA, 173 Op B4 i 5 & A R
WG & B fie /7L F IR A .

1 ZhAERREA

e A= )i B S e N g B S il e S D e
ORI AEAE S5 0 W FL B W Bk A R 1 T AT
ELERAE AR RTE. 2. AU
R R IR S R 2, BRI T 0 Zeobr A4 B 5 ) % A
RNk, H AT, W FLah ) £k A B i 4
KAEAT 500/ H [, X L A% DR 2 A28 fr
PRIEDRIZH gmAgt . H BRI 70NN, LR 2R 4
Ko WAL HE R G0, 7EA0 MR 9 ek B S
FEREAI AR T e is B AR R A Bk
DNA (mitochondrial DNA, mtDNA), {4t 134 2k ki
B, ELRR N BRSOV R S
A5 () B B 2R 1 4H. 49, mtDNA W4 B2 /M % FERRNA |

OMM (about 140 proteins)

22N FERNA, fe % DRAIE 4 A5 11 I I 52 & A B
BRI IR N, Sy 1 A4 B 4 A g B £ 1 R Rl 3R
18, LERARIA I LDNAKE H . R AN EA
ARG, X 25 BB A gn D, 25 kL
RE A R1/3M, SAh, BFFEHEN, %3 K 4H 9w it
KL1250ME5 [, FEAERF SR AR I PR 40 (1) 208 7 T K
5 7 EEAEHM, KL, A R 2 5 2k A
(R 2H B 5% 0 [R) SRR AR IR IE A = A I e R AR B I &
B FIE . 8 AL B 2R RLARRE B X, T 4R
IR I RE -

AR R B G ZER S, B EN
kI 3 R ki Ak A M i (outer mitochondrial membrane,
OMM). W i (inner mitochondrial membrane, IMM).
JI&& 8] B (intermembrane space, IMS) & % fid 4™ I GE
X(E1). HAEHEINA, OMMAZ & 14048 A,
IMS KA 130N AT AR 1, Lokt i K2y &
500 H, IMMAZI 5478008 H, Htkn] L2k
BR[O 7 € AL FIMM™) . H R 7T C B,
IMM 5 75 1% 2k [DR] 20 R0 2 s A 35 K] 20 2 B2 11 i A P
BEE AR 1L L. IVAIATP A B, o rb i i 4
HERUE B KIRE A, 3 HS H A S A4
HEERREZM@BREAE. HArwt 7k, A
A 20 BT AR 2 A R 2ok ik EARAE I L g 2
W o 4 BRLDR A4 140 78 A0 T AN W U ¢, DA A2 48 AN (R
ARKRE TR ERRET K, 74, IMMEEH
RS SRS 2R R G0 IR g Je 2 Fh
EABMEON TESAREED RSN, HAER
H &, IR LRI, Ltk NIE & A/ V2 TE A,

IMM (about 800 proteins)

IMS (about 130 proteins)

Matrix (about 500 proteins)

RARLARIME R L) & 1400 8 15 2R BTUR 205 500/ 8 F; Lok B () s R 205 130N E F; 4ok i A IR 295 A 800 . skl

WAL L A BB 23 AL T IMM..

OMM (the outer mitochondrial membrane) is estimated to contain about 100 proteins; about 500 proteins reside in the matrix of mitochondrion; IMS

(intermembrane space) contains about 130 proteins; the large portion of mitochondrial proteins (about 800 proteins) localizes in the IMM (inner mito-

chondrial membrane).

1 SRR EERENS

Fig.1 Distribution of mitochondrial proteome
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X H FEEA TOMMELIMM, Hd—L 2
B B 2 A R I S D . mtDNA) B3, ZRkiik
JIE 107 B A8 A DA S PR JoiE ) Pl 38 I 2, AHL B 22 Bl B )
VIR A €, TR IRANR T,

2 ZRMHERYE

W FCIN N, A% Hk DR 20 g RS 1) B 1 AE A0 M o N
Ji, 28 HH RS E IR 2 38 i = R0E L OMMATIMM, 2
iE 2 2 R R E X RIS B AT THED, X L
J A T A ) — 2% 08 R 4 i R 2R b AR 1Y B A B
SR, B AN [F R [R5 5 1 AR 2 3 R PR AT B,
SRR EH 2O TIMEOREE RS, Bifis R
GRS T ia B I S5 0 Bk 5 T BRI [X 45
TR HRR 8 B X B AR e, HIX Se ik B
o B A FAE N TE BT, T2 5 o 3Rk B
BE IR R AEE .

HATHIF 7RI, 2R d 3 5T 20K 73 (£960%)
12 9 i e b A4 B EIN-si B G 45K 9 BT 41 I 2
PRER R] PP 1, SX SRR R B 22 AL T-OMMIR) 4t
JI 4% A7 I (translocase of the outer membrane, TOM)
AN IMM [ N I3 457 1§ (translocase of the outer mem-
brane, TIM) 1) £ #iL 5 [ #5118 R 40 % ia 28 2 R A0,
TOME GARTE il — A~ i1 2 WL 20 B 1) — B AR Bl =
RARGE K, o A0 45 B AR 22 1 (TOMA0), i i %
A HEA(TOMS. TOM6. TOMT) L K 52 4 &
(TOM20. TOM22. TOM70)2", £&fi 1A Fif {4 & H
W LR AR 1 I SZ AR TOM20 A TOM2235 31, B 5 32 %2
TR ikt 1 % 2 18 18 B I TOM40 1E H T #% iz
I IFOMM. £ R AR i 14 2 H 1l i OMMIE 78 N i
FALEFTIM23 5] 5 R IR I IMM, [ o 24 4 6 F o7
WORTIM23IH 18, Y3 A 1E AT A S F A
oA 52, T HL R AR B B R s i AH OC ) 1A B
1 —2& R7 AR 4 B 3 85 F 70(mitochondrial heat-shock
protein 70, mtHSP70), {F 3y ATPHK i 1) 43 ¥ FF 45 2%
FEA AR TR TR 1, 3k R )33 3 T 7 22 Bk
PRIETR, FRAESRLA N T KB AE T 22 BR TR Y
H|,

3 A THESS5EANERRERS
LRI R (1 G 1E B AR AL R, 5 AT

TSR ZA R RIE I B . SRTT, — AR E

B 56 AT 7 R ST AR AT AR A R T L,

IECEE Y SR A KR, R BB RS INE
ARG N, SEUE A ThRet e, B, T 4k
FFIEH R RAR T e, 2800 R i 4% il R G0N B
SRR B L, FRE AN RIT R E .

H AT 70 C IR, ZRbiR & o T AR 45 4
FF 8 E O A BT S A R 3L Th e OE S, HSP78
J& T AAATE AFRIERG, /& RPk I gRi ik B A
fRESEH SRS THE. EWEKEKLT,
HSP785 £ ki Rt ARGV [ 2 5 i 5 1% 25 B 2 P 5
AR B E AR, I BImtHSP70%: s & A i P,
HSP705 % 1) 8 [ /& 4 Fp 28 b 1A 2 1 97 B (1 5 22 4
THAE, B 5 55 B K BEH B A BAEH, B
LA R A4 B AR RIS 2 BT 5 Bh A A
SV, BIESREEIE R, Tife e R S B R &1
T E P, HSP70% H 5 iE % N-3ii 7 H ATP & B i
gERER, C-u B IR &1, K5 RITEKM4E &
) ) 52 AT PR 25 AL A% T R AS IR AR K 115, ATP
Bl 45 M IMATPZE & 5 5 R B K4 & fe TRUI, T
ADPE AR B ERITBRB S S 1. Bl
FC R I, mtHSP70/2&HSP705 i e F< BE I B (A i, A
N5 &Rk & AR s, i H 5% B -7 HSP40
AR 2SI FMGEL HAE, 4B R BRM £
Jok, VR4 LR R B (T &

FAL, BRI, TE R AT R, HSP78AMY
I g A AR AR T B I 2 IR R B IE R B R R
%, B 5 X B (A mtHSP702E F7E FH N i &,
M H A BE 95 K E mtHSP70% T A48 35 1%, HSP60
REIEMHEEED, RE FERER AR R KER
SEMEZ K, U I HSPOOHPL LR b i (1 SR AER7,
BRZ, WAL, Rk F /EmtHSP70/EH 47
B, B Jo5 75 HHSP60 S HSP10WME 58 i & 41 B2,
gE LR, REEME AN, 2R AR S TR I8
E W [ E SR 4 RE RV 5 8 1 T RE, B AESTS
HETER R b i B AR BT 1 s 2R R AR Th R

4 ERME5%NAERRERS

Co NN SR s PN D] Rl F NGRS
R P 70 R ek 0 3 2 b A O 2 1,
AETT A, i LAt 1 BRI 3 B R 1 2R 11 5R,
HEMTAERE IE 7 GOk TR DR W LENERRIE KL
FASHER [, Jrh R 4025 R A e 4 E T 4
RO, HA RS 7E SR 0 5 0 PO 57 AR i
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TR, F2&hiikEAlZ 5EaEm. T
ABCE LR o 90 G, A2k DR 2H 20 0 1 2 b 4 2 1 R
il YT S o VA L g = I N AR RS Y A
JBL A 190 I K % (mitochondrial processing peptidase,
MPP)R i, JF % fif FLAT A 7 51, Bl e 4 2 p 4 o ]
ik (mitochondrial intermediate peptidase, MIP)F1X-
Jiii 2 Ik 2 IR B 3(X-Pro aminopeptidase 3, XPNPEP3)
HE— 0 TR g, T B, — 2 H AEMMP N
T Ja, e ifAR iy BN T Bk B (processing peptidases
mitochondrial inner membrane protease, IMMP) 2 [
BiKAR 5 M % 7% 2 BRI 1a) B SR, KB4y
Lo R B DR 2H 9 B 1) 46 R4 2 B IMMIP N T %
AL L, HE % R 24 JE K 8 1 D(met aminopepti-
dase 1D, METAPID)Z 5 | — L824 f4 2 i H5 FIN-
Uity o 2 R R ik 1 2 Bt AR, DT 7 A Ty e 1 e R
EEP,

FyAb, — B A H T A A R AT 2 AN
ST 1) 0 A E A B R B B B, AT I 2k
R HE BB & B, IMM E A i-AAARIm-AAA
PRI ATPUO A AAEE FITE, & SEIEIMMER )5 o &
P ) R, A fEIMMA, FRRR R 2 3 IE
TR A 25 TC 1) OO R A T 3, 4 o TP O e R 200 A A7 0 2
LRRFEE AR LIRS BB 5,
W T B RLAR AR R AT G b 1 S B IR b B2 5 1A,
1M H, XEEAAAE HfE B (e 2 bk 8 B it &
B AT RLAR SN J S A AR S I T E DY, Lon
K HE§AE 8 H (Lon protease-like protein, LONP)/2 2k
FEARBE 5T A i FE DR 7 1) 22 28 B SIK I, 76 DB 251 T,
LONPHESS [ i 2 bk N B R AT 2. A0 DL L2 40
(IR o, AIM4ERF AR /7. 1 H, fEIEHE 4T,
LONPth it F i 40 i 22 Fh AR sR AL O B e 1.
FUR I, /N B R R LONP- S B 2k R A P IR R A8 AL T 1R
ARG HEP . Fi4b, LeRiiA B iUIL & A s B H R
fift i P(caseinolytic protease P, CLPP), 5 {15 ATP/&
T CLP AR (1 G WS AL CLPX Y B & 14, CLPPRERS
R fr et R4 S R A o, (H H AT ST H B AR D RE
A€ . BRI, CLPPEEN RAL J5 15 5 CLPX A
mDNAKEM R, FEUNRAT . AKIBZE, )
¥ 2K F i 1 (presequence protease 1, PITRM 1) & i 21
FEIRHG, RERENE b IR ATPACRE ) T Bl Bae A (0 kgt —
WO RN A RER . BRI, PITRM1Z: 5 R 1AB
TERRE SR I R ARE, AT ZERF IE 10 28 R D g0

BEAh, LRRARIMS & — S ATPIK #5125 A i, 5
HERRAAER AR RS F10, HTRA2Z —Fp{#
ST 22 F IR R, AL T ZRARIMS, 25 B A
1 )8 0, HTRA2R 2R B ) BE 57 51 B AR e R A4
B, BEAL, FEATPAKT TR, EEiF SR
T, ATP23J2 i T RARIMS —Fh 42 & 5 1 g, 1F
FORIN, ATP23Z: 5 SRR ATPRG L TC . 2k Ak ik
REAR N, 5 AR R L 2 P20 F HH 1R Th g v AS W 1

5 LRFBEESS%ANREQRERE

Zx b RTR, 40 i REAE 7R B 1 UK B Lk
P EE i, (H L RN R 5 R 5 S 2ok 4
RS IRIT R, FEREELELORIAR Y, TS N7 %
SEMWIEE, FIELMNE, A SEERAIIRE
o DRI, G T AR, 1S B B WAL R
TR IR I LR A, 33k T 4 R R T = 5 R
Thge, i B2 4 PR o 4R AA H Wi (mitophagy).  H HT
78 CL A, mitophagy = ELALFEIZ 2 A T IR R4
H WA H RS2 AR T 2okl i 5 R PR ks,
HPINK1/PARKINA )iz R IE R W A i) 12
AR fmitophagy Ll 4 B 2644 T, PARKINAE
NE3-i7 3% B O B T A M5 P, PINKIAE 22
R/ P R B, 1 TOMIEIE #ia B 2R Ri1A, 1
LRI P BB R T B P AR BB 2R R, R Th
REZ 0 TR ML, IR T B, PINK RS T 5245
(LR SN, 5467 T 40 B 5 N T PARKIN B34 %2 26
KR AN, 3 PARKINAIZ K R L, PARKIN
s J5 $ 3 VDAC. TOM20. MFN 1/2. MIRO
L X PR AN R Bz 24k, 3B 32 4EOPTN,
NBR1. NDP52%:{Z R 45 & G AL 2% 88 H 5 LC3% H
ShE, I TE G E WA, o R 1 0 2R R AR I(E12)
SR, H AT FPARKINA T # 8 (172 R AL E T 1)
mitophagy AL /A 173 B, 5 TR R N2

Ty Ak, LB ) e R AR A I AF ENIX . BNIP3
FIFUNDC 2 F A2 A R 1, X HGZ RS H
57 I R 2 M I —— LIRSS M ek, i B 45 &k
B M2 B (M #2553 (microtubule-associated protein light
chain 3, LC3), 554 F Wi 4 B fift 2 R 44, 38 3 i it
PINK I/PARKINAA % [ 77 1 428 SR 44 5wz, KL
FARH 5T & B, NIXAT 3 fmitophagyZ 5 2041 il &k &
TR I BRI () R AN, i AR ST R BH, NIX
(PILIR 45 4 4ok o 18 A i3k — 2D g i3k L S LC3 FLAE, it
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Autophagosome

OPTN

Low membrane
potential

NBRI'  NDP52

LRI HLAL N B, PINK 1R GE T E AR A LR AR SN, 567 T4 B A UPARKINSEEE LRI AR SN, JEATPARKINBERR (L, 0% APARKINGZ
# Ak (ubiquitinate, UB)ZRLR AN 2 1T 5E420PTN. NBR1. NDP5245 3244k (1 5LC3HE 454, R HE B /M,
Upon loss of membrane potential, PINK1 accumulates on the surface of depolarized mitochondria and recruits PARKIN from the cytosol to outer mi-
tochondrial membrane, thereby phosphorylating PARKIN. Activated PARKIN further UB (ubiquitinates) OMM proteins that recruit receptor proteins
such as OPTN. NBR1 and NDP52. These receptor proteins induce the formation of autophagosome by binding to LC3.
[E2 PINK1/PARKINIEBE{RH A0 L AL 4 B Ik
Fig.2 PINK1/PARKIN pathway dependent mitophagy

BNIXE M 52 21080 9 J5 K 4, 58 BB 1R,
W5t K I, mitophagy #[H], NIXs2& PARKINJEY),
PARKINAN 5 FINIXVZ 2 16 5 SINBRY 554 T 4R
(2R REAA P, T/ B 1 Wk R T 975 ok 28z 51, BNTP3
ANIX[FERE A, /M5 T 5E &M T mitophagy™.
{BL1599F 2 1 2, BNIP3RE R0k 5 5 S50 40 Mo 28 o7 4 i
HLA R F%, 351155 S mitophagy, 1t BIBNIP3tHHELE I
fmitophagy 8 % J7 [ & 5 3 EAE P, 51 H 212,
o1 P R A8 25 1R R, BNIP3RE 5 £ 52 26 R AR PINK 17K
S, 38 i PINK 1/PARKINAK i 1) 77 AR 1 2R 4k 5
B, FUNDCIE A = £ ¥ mitophagy 5214, H & H
Dife 2R R . TR, 20 Bk B FCCP At
B 5 2R U S0 B R A R AR EE 25 4 R, FUNDCI
FAEULKI £ IhRESZ 2 ki ik, B 5 ULK Al 3 5
ITLIR A 25 17460 22 % % % R 4k, M\ 11 15 Smitopha-
gy, 1fi H, FUNDC11 5 DRP1FIOPA L ELAE, 5T
KL, FUNDCIHE ST LIR P 551347 22 % 2 2= Wi i 1k,
SHEILEDRPIEE LA, BIKS50PATEAE, MIififiE
BRI 25 [, SR, HATOS T X 8 [ 0
SZARTEAS [F] AR #1125 A4F T 1 #E mitophagy 1 /F FH ALl
WA TG 2, TR IRAIR T .

BEAR, 2R AR 57 75 1 #5 mitophagy /7 TH 0 &
PETEEER. Bl FFRRI, #HE B EOMM

— PP AR R IE, SLC3B-IIEAE, @i ik £ 1
F4 5 A LC3B-1HY H Wit {4 52 7] 2 ki A4, 15 5 26 br A4
H P, O IR A T ZRL R A 2L R, H el
IMIM#; # 2|OMM ] 4t 1t #2 75 1 Ty mitophagy /7
R IE 7 EEAEA . mitophagyi®s S HA], 4MbEHY
O NRTE PR R 1 5 LC34E &K i — AN HEP
5103 30 5 VAR T A, M-S Eimitophagy™. 7
Ak, T FE R B, Beclin 152 1 45 28R 44 H 05 70 4% 0 [A]
+, ELREE OMMICois i B AT 1 42 2 ki A R0,
LC3BJe—Fh A WA gs fy 2 1, dl it 5 O s AR
Fe i ZZOMMPT, X BERE 75 25 S — 0 SCRR D BE IR AR
W +Fmitophagy /7 TH FI/EF .

6 ZNAMTENRBESS5%NAEZAR
=i

U AE K, B 7846 HMDVs 75 43 85 3K (1) 26 R A 4b
JBE PRI 5T A £ 5, Bl R VA e AR B AR, 2
YEFFERLAR T B — P B BLRAR Y AR,
W 72 & B, PINK1/PARKIN £ 4t AL 4% 1 284 44
ffE Wk, 12 5MDVsH =AM, $E kit i, 2
RLA B W SMDVsAE )& il b 7] 4 77 40 i fa s, JL
rh 2 KL A B R D RE SR B ZRREAK, TIMD Vs
72 A A A 2% KT b R R A 2 T A i
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Damaged but not yet
depolarized mitochondria

MDVs

°°

MVB Exosomes

. @ —oe
@

p—
’ ~,

Lysosome

TR AR AR SRR AT g 77 AR 2Rk AR T A2 /N (mitochondrial-derived vesicles, MDVs). MDVsiE N NIE1A R 58, T2 ik, F-EA

S AR TR B ML AT -

Mildly damaged, not yet depolarized mitochondria may generate MDVs (mitochondrial-derived vesicles). MDVs reach the endolysosomal system to

form MVBs (multivesicular bodies), and then are released out of the extracellular space as exosomes.
E3 AT E BN~ E SR

Fig.3 Generation and release of mitochondria-derived vesicles

AR5 B (1) — Fl kb 7T AL A1 2Rk A 1) Ay 32 T g
MR Th R IR T B, 14 7 P A i R R R Ak 7 AR
MDVs#% iz 2 I B (K13), A I, 5245 B B
i SRR L= R A S RS A LN 8 A I VRS 1A
e WS A BRI

4N, 4B Atg5. Rab9FIBeclin% JH 5 H
W (1) £ 1 B0 T R A 2 Y R F-DRP TS IH e %
F=4EMDVs, B 7sMDVsTE AT BEAS 75 B4R b Ak 2 i
b W B R 43 2408, (H H /i 5% FMDVsAEY)
G R T AT . EERE, EAL
EEAF N, GRS I B 5 SR AR T 2R R4, [
I o B85 i A0 S A IS 5038 e A 1) it 2, AT T
28 00 A B R IE I Th g, BE S PINK AR BT 2kt
AP T 55 SEPARKIN, {2 iF 3LV TE RR, JE7E— Lok
MEAMER TR, BEHITETXES R
TRTE B G BR B 1 R A, R B — 2B .
4N, MDVSTE A [6] 41 2340 g 2 BER 25 F B Zh BEAE
FH RN 2E, KoK T BRI

7 ZNBFEREBERRNSSSNAE
H REEH]

LR KL I L6 F . mEDNATS B, 4k fh
ST B 8 1 SR L O L AN 5
A, SIS B4 A (A P R AL, 5 A
SR Fk PR A WL L R PR T e, I R AR I UPR™,
UPR™ Y Wi 5 75 L 53 AR 2R (TR IS,
VI LR P R R T B e S WA, AT AR
Rt R AR AR, W RIE T HOLR Tk ThBEC . UPR™

(1953 F- WL 75 75 TN B AT 2 R Al Lo )iz, R
BTG LA % BE S [ P ATFS-1.  ATFS-18 4 £ i
RGN AR e L PP B, IE % 26 1F R, ATFS-14 #% ia
LR T 1 2K 1 BELONP AR, M, Zebifh B
Bk IE T, ATFS- 145 5% 07 &= 41 a #%, 45 A DVE-1/1
UBL-51% S 2R 73 7 HEAB A 2R . b A AR
V&R 718 R G0 NE AR AH DG B 1 R R 3Rk, 4
i A BE R AL S A R B R R R IR, B E LY
2, W70 B, UPR™BUE f5, ATFS-14 7E 26 b 4 A
TR, H 45 B mDNAFI I LR A g 5 25 1 3 (Rl Rk,
T 4355 TE 8 R B AAR T BB, (H 2R AR RS
UPR™ (], ATFS-141{7 %6 BLONP B % 5 mtDNA %
B T 428 R A G 0 B 1 5 DRI 3R T A B A
AR FE I, T FL B A R mtDN A Bk 2% 15 5
T AZFE DR A G b5 1 2R KA 73 1 A ABHSP60FITHSP10
FARS R AR RIERBMEREA SR
1R & P R 4% R B L THSP60. HSP10. K M
CLPPAI % 3% [F| T CHOPZR 1A, iX SETff F2 4 1, IR
FLBh P2 R AR BB S T UPR™. i H, BF 50 R 3,
YMEIL1. PMPCB. & M V) BGGHI i % ik & [2
LRI BB B S M5 S T UPR™Y, 2
L AR B B 2% R, ATFS- 135 R Rt B 75 TN B AT 2% e,
N NATFSHE A J5 BE % P S UPR™, 15t W R 7L 3 )
ATFS-572 75 Tl Fa AT 28 HLATFS-1 8 R [A] Y7 & (41,
B 2, CHOP{R k4% % Kl ATFS-55R 1k, i —
B OKUPR™ 5 51, A #E 26 F R, ATFSAL T If L
BNYLRAR N, (8 T H BRI B AR 1 J5 FRE, Zeki
PR RIAAE R, 275 Ak b 2Rk A 75 7 25 40 PR A 1
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AN . ATF4EATFSHISE RIFRE A, R A
g546 5 A FUHBOR BT AR I, 2Rl RIEAE T,
WOE T ATFAS T I3 S SO, FRAI T AR S B R B
HIKF, B7RATF4 2 5 7 UPR™ B #0E, (HUPR™
S WIIE], ATF4. CHOPFIATES 2 ] {155 & ¥ AN
SE, X LR T A U B, AR T2k e, i FLEh )
UPR™I FE A REE %, Z R H¥2 5 T UPR™
EE

AL, 40 B 5T G BRI R 5 ) 2 R A i 18 R )
TR R UPR™ S ki ik A g O 2. 4R
WA B R S 1], 53X 28 1) g S 8 00 ok A4 0 4 P A,
AL, 2R Rifh ok L p R is e i fa HRUh. MR,
UPR™ BT 73 24> T 1R AR A1 8 1 B 4% 08 2 48 R AR,
AT 4 R 2 R A fg B, [R] I, 28 07 44 i 1% ATFS-15
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