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Abstract

e The mitochondrial unfolded protein response ( UPRmt)
represents a crucial intracellular stress response
mechanism that plays a fundamental role in maintaining
mitochondrial and cellular homeostasis. Growing
evidence suggests that dysregulation of UPRmt
contributes significantly to the pathogenesis of various
systemic disorders, including neurodegenerative diseases
such as Parkinson’s and Alzheimer’s diseases, as well as
age - related pathologies. Emerging research has
particularly highlighted the involvement of UPRmt in
ocular diseases, including cataracts, glaucoma, and
diabetic retinopathy. This comprehensive review
examines the physiological functions of UPRmt and its
regulatory mechanisms in age-related eye diseases. The
roles of key UPRmt downstream effector molecules in
ocular cell populations such as lens epithelial cells, retinal
pigment epithelial cells, and retinal ganglion cells are
systematically analyzed. Importantly, the dual regulatory
nature of UPRmt in ocular pathophysiology is discussed,
that is, its moderate activation promotes mitochondrial
homeostasis, mitigates oxidative stress, and suppresses
inflammatory responses, its chronic or excessive
activation triggers apoptotic pathways, induces metabolic
dysfunction, and ultimately accelerates disease
progression. By elucidating these mechanisms, our
review provides novel insights into ocular disease
pathogenesis and proposes potential therapeutic
strategies targeting UPRmt modulation for the prevention
and treatment of age-related eye disorders.

e KEYWORDS : mitochondrial unfolded protein response;
mitochondria; protein homeostasis; cataract; glaucoma

Citation: Gu L, Li PF, Guan HJ,
mitochondrial unfolded protein response in eye diseases. Guoji Yanke

Zazhi(Int Eye Sci) , 2025,25(9) :1425-1430.

et al. Research progress of

03ls

LRLRVE A A0 B P 9« g )7 J2 20 b A i AN T sl
YIS GT o BORLIR DI RE R A 5 1 B bR A, W] R
K24 B RN B P IR A RN . SRR R T S
2 H ) ( mitochondrial unfolded protein response, UPRmt)
SRl 240 e 7 AR A B P I TR R R AT S B BL TR, Y
SRR NAFAE 55 R AT & 2 B s R T & 8 1 A R I
UPRmt 300 , LA 4E R ZORL AR D) RE R A0 AR 25, B WF5E
FAEARGIT 7 0 2L 3 W At L v e IBE SR A T G A 2k
RLRAEAR 5 1 FIEE R R 5 S 3, AR 2 kL A
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RS H B RTS8 B R R AR iR
FIBTRRAS o BT B 2L T 1 0 I o 2 B iR AT
B E‘J%E—T&fi@(endoplasmic reticulum unfolded protein
response, UPRer) , R B HoAw 44 o UPRmt, H AT7E R BE
PR L) B 1 12 T A2 B E AL, R 2 (W Y R
UPRmt 54E AR IRIG & PIAASC . A SO UPRmt SR
PRI KA RS A DG A T AR A
1 UPRmt R EFE L E R

LRI Z A0 M N B« 3h ) T AR AR e i R
s 25 A AT T 28 (reactive oxygen species, ROS) , I H.7E
A5 5L AP AL b & SRR, R0 R T BE 5 i
TR R AL ROS b 277 A4 A MR T o S
BN, R R X6 3 S 45 40, A0 A 23 I Bl 4k A I a4 ol
( mitochondrial quality control, MQC) R4, X S Wil £k
WL 1) — LR P 4%, o — B 4l M 9 TR PR DR AP R Y
AR L D) RE AT I 1 R GE o MR LR A 1) A= )
KA A BA E H KRR NZRAAR B A A i R 2[R
HeRFLRRFA A" L Horp UPRme 2 W £ k7 1R 2 (1 54
BRAZ PR, SR 2 2ok R I 6 A R T B R
FBT K 3 & 8 F 5 B R I, UPRmt BP9 3005
UPRmt i i | 3 8 H /K fif il [ 40 LON & H B 1( LON
peptidase 1, LONP1) Fl ClpP % ] A FAH 2 8943 FF-45 (4
HSP60, HSP70, HSP10, HSP9O %) & 3, & &2 #6144 9F
AR BES

H AT, UPRmt &8 1E 55 E 22 R e IR | B I 92
W R T R B AR ], M AE | pl 28R AT
PRI AR RE F /I BRI B 0 3R OB S 1 R A
UPRmt &A=, How WS & R ALK E R RESR
flir LRI DNA $i 405 A8 R i A QI S o 25 )l B¢
R G EBMCN TS, Hrh gkl ae g2t m iy
KHEE R Z . MR AT M v 2 Ob A 18] 2 M sl iR
P& A R B0 R A DI RERRRY . 15 & UPRmt 3
T AR DU P VE R AR R 1 BRI RGEREAIR . A AE
LR 2 i BOR B, A3 UPRmt 1 %% sk A — 3
G A RURZ ST DR A I B S SN, 155 51 R B i B DR
PURAETT 2 BUBE IR v 5 6 2 5 5 ORIk A AL 1
W, A ZRLAAR L 1% 36 45 D) BE AT fisk &% UPRmt D) 4 47
B ANAETIRE™ ., AW M R 7 P 95 vh I 40 i g 2 1
KR B - A LR, B S UPRmt™ | 27 Laf L
UPRmt 7EA4ERF AR A AR S R I EZ e, 781k
IO 4 R PR 45 48 R UPRmt 38958 1 40 Jif X Ji5 42 107 3%
AT 321, 6 SR A DG R R B PR AP, (R Y
TET 6 1 P AT 2 45 0 7 98 e v i 8 A it 2 Ay
MR 7 WK PR B, $ 45 5 UPRmt S A 2 B2, DR 1k
HLI J A5 UPRmt 2% 1] fE SEAN LA 495, UPRmt Xof i
RN AT B S A BT A FH AR IR S i JeE A e A B S A
LRRL IR AT AN LR R ROS 3 210 LR 58 T 1 4= N ik
RBE 25 B0 HE A R N (integrated stress response,
ISR) , ISR #i By UPRmt _L- I e 55 [ 110 S5 B i3 I T s 3
UPRmt VA3 vy P s 7 35 Bl i g 2 Jfs 8Bt Ak o7, 2 1 445
B BbIR A A i A= A7 20 AR MR E A P UPRme 340
T Ui bR & 4 F C/EBP [ YR 4K 1 ( C/EBP Homologous
Protein, CHOP ) 35 7K -5 o MR 4 g 0 73R 2B A C
A UPRmt 7] g 2 5 M 2 A Hh P4 40 08 T 0% g 2ok
R0 WL i — VR e 58 45 1% e i 300 408 Ak B o A
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AR, FRVEUE 0 ROS MR K BB E 0 K& IRIT &,
UPRmt # 3 B #0G 51 & O LA RAET 1 7 1 ol 2
P g B rh R T BE RS UPRmt, R8IV
JoF () 4R 22 B[] ™ o R S OAS ()R] DA X ) A Y R R
RV B A UPRmt {2 8 40 M A7 15 , T 465 5 10 384 fioh %
JAT ., AU UPRmt Ay —> SR XTT 61 f 471 A4t
PPEAE T Z 0] B A AT AN T —ME T 18 R, 6 B R
r UPRmt Bk AT 0737 240 B A 25 AT A fin el 451473
2 UPRmt B91E F#LHI

75 BT L s UPRme 8 22 R 6 e 155 - 1
(activating transcription factor signaling—1, ATFS-1) J##%
DNA it (i S A AR 5 28 11 R 2, 1 8 55 5 DR IR e SR 0
AP RN N, FEAE BN ATFS - 1 38 3 2ok {4
1] 41 ( mitochondria target sequence, MTS) i A 28 ki {4
W BEZRLAR Y ) LONP1 YD # R A . 76 ZORL A N A%
PFR  ATFS—1 FYZhE A Ay A Dl /b | 5 S5CHC 78 48 i )5 v AR
B B # %E 7 7 51 (nuclear localization signal NLS) % i
B0 A% BETT S UPRme AHOCE ™

FLENYIHY UPRmt 52 2 Fi Bk R RIS 5 5@ -,
I A AE SR 5 ( activating transcription factor 5, ATFS) RN
Abi% % A F 4 (activating transcription factor 4, ATF4) |
CHOP F1#ARTE AT 1 (heat shock factor 1, HSF1) 4§ & T
i ATFS—1 [RJJEEE R ATFS 585 o~ 5 Ak a4 o, ik m]
DL H GOR AR BE BT A oo 1A R[] B 1 2 11 B AR 3R i =
PRI IR TN+ 1 -4 DNA S5 EH 1 ZE8Y
(heat shock factor 1-single—stranded dna binding protein 1
complex, HSF1-SSBP1) & & 845, ATF5 750 7L 3 ¥y
UPRmt "1 54k d i ATFS— 1 AR S ZhAE™ . ATFS M
I SRR N 5, A A AR 5T 5 o 28 4 B A% JF 5 5 UPRmt 5
Y R N I ES 7 A LN S (S S b S G i) | 2 A
TREE I 8 AR E B R T S B LI R AR o Z2 K, 38 i ik
FAM A F 1 (hypoxia—associated factor 1, HAF1) iz H
LRI AR BT T RN B A A R 80 %
1%, W] UPRme 3546, 5 I RIE Sirtuin ZE % 2k
USRI SRS SN T

UPRmt BRI 235 | & okifk B s, 2Rk 51 4
it UPRmt MBS BR B2 I, W 23 )3 sh 4okt 3 we 3 Bh 1%
B B b B LR R 45 0 AN i A R A
To, 244K, UPRmt W35 e | JAE S i At [ AH BAE T, &
HEIEE™
3 UPRmt 5 &£ #8418 X 14 IR R
3.1 EWEXEAMNES UPRmt [ P R JE —F iR iR
i W) BE AR S B0 ) B 5 (0 2 AR R AT PR . AR AR i
B PEAR S T A tR AR 1 B2 IS (lens epithelial cells, LECs)
FA AT 4 41 L N SR AR B A DI RE , L R IR AR 21 4
2 f BT S R At 48 B 2 0 R T MR AR . AR
WFTE s AR A S ME N B & 2R 5 LECs P T2, ki ik
IREREDT S ROS KA UL . M A SRk sz
SN R RIS 2 5 ADULEE B SRR R R R T
T REMABEEEMHEEY B, XRATAEANES A
23B645 ROS 7 4 A 5T I8 G AL LA RS ) UPRmt ¥
T DRAP RO 2 R AR Bz 4 B DA o5 | ke iy 48 00 vh
H B Bagehi 257 78 /N A AL B IE UPRmt
e K T B UEFASEIE 2 h A1 18 b JR B9 LECs A 3
T, ZEAR AR A I R L Sk AR Y e IR AR I Y
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53 BAEE AR SCME P oA B A R 2 LECs iy R
KTHE . RERIAR UPRmt bRic 43 F RE S 1 B2 52 i Z R ik
PR R T A S DR, 400 sk o R 0 T o ) T, O ELAR
PRI I B 1) 5 B | [R) A g 2 480 B e 3 7 A R 2
MHIHT 0 LECs BT a3 A W 5 AE T eAMiL Bl
1k feRAR b MBI E PR AL PR 4 d [ AR AR R -
B ( transforming growth factor—p, TGF-B) F=4: , £ - fz - [A]
AL (epithelial-mesenchymal transition, EMT) i3 #2 H i
FH R ER  $E 1 LECs A A7R8 112, Fu 2 fEBE S
FEHL |- 56 UE K 52 K 1 908  (heat shock protein 908,
HSP90B) Ui #k & & 84 HL 2 I /K 2 [ 4B ( charged
multivesicular body protein 4B, CHMP4B) [, CHMP4B
1 RIKFET LECs i B 43 M A & S 1 1k, 8 H N
W%, Zhang 57U BEHUGHAIR CHIP 25 111 LECs B 5% H
R PVR SR N, UESE T HSPOO 7K - 78 4i il & 7 38 fin s
20 At s o 1 s i 9 A, N TTAR 0 R CRIREE . L
UY A U B B T PR MR A T 1 P BR AR R
KB HSPT0 HYFRIL I R RE, RW] LECs LN
P4 . UPRmt FUi#2E (I LONPL 5@ it 5 P-4 5> 40 HAE
FIRAEHERRGE , B 5 AR O N ™ B T b
A T BR A N S 20 M A A7 3 TR, TR0 25 R0 T 24
FRAIIEAZS . LONPI 263k F I 231 % AR 9 5235 26
P10 114 A ik Az BELTT ) BHME R 2R AR D) RE 2L S50 T2 2k
AkTTE AT, LN LONPL il 28 748 25 S 80U — R -
F-B - B85S L (cerebral, ocular, dental, auricular,
and skeletal syndrome, CODAS) , H} B 56 K% 1 74 B ) 2%
RO BRI A AR 2 S UPRme 38 1 45 AR
HEEE B0, UPRmt W 3006 T 2Rk A v H5 B B
LECs H i Zobifh o [R)I CRUE SR 1A b 0 55 1 il ALz
WMAGTHRER ., AT UWTEH N, UPRmt AHOCHE H
IL[E) PERT B AR PR T E R T & 4R SIR AR AR R
Wi, [RIE UPRmt S0E 19 Wi TE BR300 B Zeoni ik, 4E +5 ik
(NGRS OR

RIS UPRmt 7] f40 ot AR 88 1 (ER 0T 3 mT
AE S BOHAT B0 , s A A B . A SR 5 3L
CHOP #J £ B2 {2 iF LECs 1=, il fh iR IR TR 1k, 43
TR, JC kA il Al SRR S B R4 . UPRmt S+
T AL TSP T O R SR A 1
X R I A A o R A 5 4 R P DR 0 A BR AR 2T 4 2 i
T
3.2 HRERE UPRmt 5 OGHR & DIARAF 4 00 foh 28 25 4 il
PR lg O R I — R BOR IR . H W ey
A0 ) A 22745 21 D ( retinal ganglion cells, RGCs) Fl/)N 32 W]
M ( trabecular meshwork cells, TMCs) i 1 5
PIZRL IR ) R B A 5 DIAH DG AR N B OB — K
HE I R R 23 P BRI RE T B, /M CHR IR T
BB ) SR AR T A R A W B O
SR AR AR N TEAY A T Y 2 0 2Ok 1K T E 2K L L ROS 1
Z 7 UPRmt 1 W ZORL R D RE R A% % A= I 114 55 — 38 B 2%
CAMAESE TTEFOCIR P KB R, 200578 o M
FOGIR R BT AW AL DL R sh Ay 56 HIE 1
UPRmt A5 i 73 7 19 22 38 1 = 7 0 O IR b It 3 1y
TGF—B%EF@( 21 i A 3 R (extracellular matrixc, ECM) T
U 2 AR N AN 2R OB AY T UESE ECM () 5 9 MG o
TGF-B-SMAD {55 i % 175 5 4 b (R 24 25 Fl UPRmt 1) &

AT UPRmt AR i 20 T4 i AN T 75 6 HR b 2 1
RIS EBIFEREM Y FHEN, WK T 5 CIR A
KA T, BEAERFSTIE W] 5 223K /0 UPRmt i (9 4
RTEEE AT LS B & & 2R IR 1Y RGCs %37 i R JE 5] i
B4, B s A G IR th RGCs IIFEIG FS ) To 28 ik
BT UPRmt FiF#R 78 AW TMCs B T F &R T
KIFT-FRCY 8 £, ik Rk TMCs A fFRE 1 TH i
Al UL, UPRmt B R 743 T X%t RGCs Ml TMCs A3 [R]FE () 43
YERI . Kirchhoff Z5E17 Fi Pandey sl Y BIF 5% K B U175
%) UPRmt £F5 520 F 19 TH i 2 8 1 5 08 7 A 56 1 43
TFIRE AW, RIMT AR 6 F C Rk R FPEET,
Ou—Yang %' 7£ RGCs 3256 & Bl miR-223 9 - I8 P& I
T HSP70 7E RGCs HHIFRIL I T ki R 4 i i 1ok 12
H1 p65 MHCRIEIEAS . 7ET HCHRAIAY ik 55 miRNA-223
A DL i $R ] RGCs HYAY HSP70 S 5 40 M 3658 175 540
MIVAT LA R A 0iE . Lasseck 25 JIF 52 UPRmt T i 7 1
PEABAE RGCs A28 A K R i R I 38 A X R R 1
S5 T BRI E K,

Bk T 8 T 4 R AR TR A AT /EH, UPRmt iR
123 NAD" & B PR #E /i NAMPT %% 5% 55 NAD' 7 & ik 36
PR RERHER . Zhang %5 WF5E % B NAD" Rij (408 BE
RN AT LA 5 UPRmt 7K U855 TGF-B1 7 S 1 2
it o) 1) B % . 33 Ff UPRmt 5 NAD A 3 4% 22 6] () AH .
PR EALHNHS B O3 5 R s 2 45405

FOLR A EE A R DORL 15 MRS £ 45 il & UPRmt &b
PHEE BRI, B AR AR T, R g R A, (HERSE
R R 520 UPRmt i FE 376, UPRmt 47 22 380306 fih %
RGCs T, HZ B VI MRk ARGk, i
BEWE PINK1/ Parkin 30 RRARL ARG S B R, S0
[ IR 3 Miiller 200 B 28 I8 B 2F 4E R 1 78 11 3 353K, T U
FRRIR B A 22 i =
33 FEWMIEXMEH TS UPRmMt  4E I AH X M: 8 528
P (age—related macular degeneration, ARMD ) /& 2% B [X. 4%
IR EE RS . 1 6 ARMD 18— AN 5 G e R £
B (4, 2% [ J7 (retinal pigment epithelium, RPE) 4 g &
BT WA &7 A m KRS ROS H 3 2ok A A% A 58
A RRR R AR L RGCs R AN 52 B B €5, 25 (10 1%
P PR IE 2 2R mT LA 5 Vil 2 R A v S 2 A
Bl P R SO B O A ) 2 2 A Ry S
AR IR Chen 45 76 G 228 B A0 /)N BRUBE 2 o
B DA e A 1 R R 25 2 A8 o T 0 W) i v Y6 A2 2 B A TG
A E TR, 7ESARE AL S A0 X B 58 00 R A B 3 ) v e
KT ZREERY % RPE 40 5 Th g2 4 £ 5
K MMBHNEATRRS KM, FH AL EA
ARMD 1 A\ R % % 30 RPE 20 it b 28 1 it 1A AR
AR S RN 250% F] 300% , iF 52 T UPRmt 78 ARMD
HAE &R Zhou AR 7 it LAk LA B A /N BRI
O S 4 40 i R R b {10 wmol/L ZVH R E FH T
UPRmt 5555 H HSP60 1 CHOP Y3635 1.5 15 & 2 fi%,
[, UPRmt FSEE S34 I — 5 A 4n i 1% 1, W REAIR T
i A S A A0 i ) SR AR5 AN T2, UPRmt 3 4
ISR REN TR AP B4 RS R LN RIDOES ¢ IR LN RIS
PER] IESZ T UPRmt X RPE 4 ifd (1) &4k 301 405 B A 54
EH

ARMD 1, UPRmt i i 1 5 4 E 8 445 38 [ AH B 5% 2
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KIEVEH . ARMD H % FL.1] RPE 40 i) BEZ 11, A i 58
Pz, A AR A H UL 558 28] 3y B 1 A B8 0 TR
YRR 5 ARMD BYRMATLE Al RPE 4 ff D6z #5iR
PEARSEET , XFitt, UPRmt 3 53 35 B NLRP3 45 /I Ak ) 58
RS ) ROS A il 95 /MA T BETG AL . X852 T RPE
Y ) RAESATT , 0820 T ARMD P38 BEPETE A,

MRS S UPRm B Rk IR a4,
TG 5 A2 RS . FREE1Y A2E JGEEMEIIE UPRmt
ZeMGE B ATFA-CHOP li% 46, CHOP 4 /il RPE 4
MoZE45 0 0 3 BE IO 1Y UPRme 3 52 Wi 28 k744K 30 /7 2%
aeb f 0 far 8 400 PR R AR B TR G 1 ( dynamin —
related protein 1, DRP1) , 38Rk 24 550 S BLR F
b, 5% G A7 2% R AR Y UPRme G 3k i fif
ARMD H' mtDNA s , 238 3l cGAS—STING 3 76 1k, B
B 18 S XU I I A8 A 1A 5 i R U AL i ke 3 ik 285
ST A 0 A R
A MERFAMEERRIET S UPRmt B R 9 A0 I I3 A2
(diabetic retinopathy, DR J& & UL A8 R 9 12 1 - & E 2
— e U2 20 Miiller 20 ROS 4 BR A A2 22 (0] /Y
S 5 LRI A7, 20 M0 T A K AL I B Y 4 ) )
RERAAE Y FEM R T R 0 3 B R g A0 X e S
R B JSE IO 4 L P ) S R AR T R R4, I L5 | B R I 24
I 757 2R B T B — R B R ) S 4 2 A L D BB 5405 . Tien
AEE LR R R A I S v A TR e B B T AL R
Miiller 40 i Fp kiR DI RE L RS 75 & A0 I I Miiller 2 i
ToHE 2 4%, PR, UPRmt ££ DR i J i A% b & #4248 S 4%
VR . A 2238 TR0 R AL 190 JIE PN 5 240 e R OHRE DR
/BRI RGCs FRAGIN & B, UPRmt J476 AH G I PR 2R 1 36
IR 5 I N ELA0 L O3 A S i o BIAEAR 2R 7R 40 i B b
B AR LR R b i 2R R 98 2. UPRmt AEAR R 19
WERR 1L & Wi BB 0% B 1 A N K A K I T ((vascular
endothelial growth factor, VEGF) i 'S & 4=, 3 H A S AL W
PN B2 200 i % R0 400 R R B A R O A AR
FE DR & Jadt A5 v, 00 o I 200 1 787 &40 e % UP Rt £145
FEAEHEEM . UPRmt J0E PEAR A 523 T 4 R B
fiff ( matrix metalloproteins, MMPs ) [n] £ I 55 7% I+ FL 2 |
XRNER A R C Mt , DT 75 S 00 ) B 4 L
EAMPAT R R A, Kowluru 26 Ky MMP-9 3 [H i bk
/NERUESERE MMP -9 19 KGR SR | dORLR D) RE K & 1
B P R 4 1 7 20 L 1% 2 b A R B R M RR 1 2 AR U
EIIEHE , mtDNA B0 15 2R . = B A AL Tk
R 5% iR 10 e AT I 38 & ) A O T 5 A R
BIRAL, X WE SR AT UPRmt F 5% A9 & 8 26 (i
Santos %5 FERFST DR 428 k7 A A5 P 2 BLE w85 I R 35
YiJa , £ L AR % 55 X F (transcription factor amitochondria,
TFAM ) % S A T i, (SR AR SRR SR IM R T 1E 5 K
TFAM 545 Bl 8 11 50 %5 i3 i 1 118 B 11 22 18] A9 AH B AR
FH5 IEH KA EUAT AR, 3R W LR AR A= 1) e A= 32 00 T [
ENIR

FRLL S MBE T, UPRmt 75 J5 23 3 sh &Rk B Wi
B/ DR ROS SRR, #47% SIRT1/SIRT3 £ ik NAD"
A 3R ATP Gk, XN ek e AR, 2 500 0 15 4 it
R B KEH 2, UPRmt 9870 mtDNA it s #1 ROS X P
AN RAE /N A8 TG 4B 57, Bl NLRP3 36 4k, 382> 1L - 18
Rk,
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e O P35 5 SORR D) B8 J5 &4 A | i 76 P Bz 4 L )
4t L )T A AL B AL SZ 5, R ROS A SR 42 it 473 ,
L P EERART) e B3 AL S5 R B 475, UPRmt (199
115 R PR A B e fi o AR JR I 2R R T AT 1 1]
FEAEH, I SR A AR B 1 R 2R 1 B Y o 2 38 T AR 1 T
S AT SR IE 5 AT 5L 1T R4S oM PR e A5
W, UPRmt i& R 7E L W IR 2 2L F A o 8 22 7 30, 0 5
BEIR I (diabetes mellitus, DM ) [ 3 SE B A5G, FFLE
MBE LR CHOP 2R3k | il % WL 199 JBE 240 Jf 4 RPE 448 fitd
FIN R A R AR T, ZE BB il ATF4 f ek 5
PRI 5 | S B4 10 P 65 9 8 1 I 45798 s , 3R W ATF4 19 Ll &
FE DR A I B N Bz B BE D) g AR . UPRmt 5
K755 A F -1 (hypoxia inducible factor—1, HIF-1) 137
fedt VEGF 5 & b i, 4 7 73 o, i el 0 o9 JE ol 47
B
4 BRESRE

UPRmt J& i $: 28 BLR ) R B 15 5 22 A7 i AH 5 1 IR
I 1) BRI 2, A A% i IR 9 v 2 22 300 X 1) ) 4 1) i
71 FrLL, UPRmt AN 20 M A= A7 1) OG5 By 2k, o )2 L
Z PR I HLEI A RO AR I RIS I I A L, 5
% MW LB AE T DGR A6 7 A A D2 38 o 9 95 28 11
Fazs. XFit, Sbardella %51 £ Bl A\ & i 22 41 it 984 41 i
FRIGUE T HAE 1 4 A e ) AR 1 A 4 B M A DAL
T I 7S A4 28 200 B 1 SO RS A Y R S #E 17) UPRmt T
We B U TR IR E ph e e s . (HU2 B G R A
SEERWFST 48 H AT IS 1 UPRmt A 5 A8 9730 4, A&l
By /K MBI A sf HSP60 . CHOP 7K S84k 1T LA % Bh AIF 52 9%
i AN E B BEY UPRmt IRAS . UPRmt A5 40+ AT & R R
W RTRY T IR B I AE 8 b, 38 DKS 5 J5 45 UPRmt
alVF AT DL SE IR T A B o LI BRAE R e ) e B RO
AF AR A T ), Aok, 26 PP AR AH SC PR Y B
1, 0T DA NAD " Fi A G 478 ok Rl B A% T TR 08 T e A% %,
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