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Abstract

Protein quality control (PQC) is a surveillance system ensuring the proper folding of newly

synthesized protein and degradation of damaged or misfoldered protein. Dysregulation of PQC system has been

implicated in cancer, aging and other degenerative diseases. To provide a comprehensive understanding of PQC in

human diseases, the role of PQC in cytosol, endoplasmic reticulum and mitochondria are discussed in this review.

Keywords

TCie A ARG ML AW ()8 7, 3t HAT 40 M0 &5 4

s A% AW 5 SURZ AR, FLas A ) SO A4 E T I
APATH B A E A, A B DR SR E T
YRGBT T T . mRNARPEIT = A2 A
JPAUA R TG D e 2 R 2 R IR, h & A BTN — 21
GER . — R EE R s SRR A T o alB e 5 BT S
%Eﬁ%@)ﬁﬁ"ﬁl:?ﬁé’km ZJg, *Eﬁgkﬁﬁfiﬁaﬁﬁ’ﬂ
SRMBE KA DA R TE/ 57 L SR EEEE ghkidt—
/fﬁf—‘i‘ JE =245 . 2K A= 1‘@5"]5&5
JOA] LA AT A AR 5 T g, Tﬂmﬁ‘éﬁéﬁiﬁﬂ
BRI SR -V PR a2 Al i —

iR H 391 2014-05-22 2 11 2014-10-16
KRB FIE G (LS 81101506) %% W i 4Lt

protein quality control; chaperon; endoplasmic reticulum; mitochondria

ey AL BTBNE e SSHIE T A0 % JE NI 21 (4P J/a
AR AN, SRR R T S 4L
i L B AU T B A RESE . KR T
B T o A R IRBE AR IS T B L Al sl 2
gk AR AR, ARSI TR A 4Lk
oy, WAS LI AN EIE, XSS
TR A o TR

IR, B A AR AR AU, B4R
e A A, 2 IRBECE B R o B W i DR
FLANE A A0 MO8 (g it 1 B, (R ARG R
B, B R AR HARRRIRA N g i, JE 2 IR AE R

*HIRMEH . Tel: 0577-86689805, E-mail: hezhifang990909@gmail.com, jxlu313@163.com

Received: May 22,2014 Accepted: October 16, 2014

This work was supported by the National Natural Science Foundation of China (Grant No.81101506)
*Corresponding author. Tel: +86-577-86689805, E-mail: hezhifang990909@gmail.com, jxlu313@163.com

% 2% HH i s 1) - 2015-01-30 16:26

URL: http://www.cnki.net/kems/detail/31.2035.Q.20150130.1626.005.html



242

BRI RIS 2 10% 008 & e E AR R 1R A 1R 02
LA, A 20%~30% K587 i 2 1 A Y B
5 PRI 9T B B T A DR P T B R IR R S A
R, BT R SR T P 1 sk AR B
AR = A5/, TR SR a2 WA S
Tl AR R AE M, Ak, FERNECIRAE T IR
PR A7 ) B A S N B, ARt iR
F1 T3 P 25 DRk A4 1 2 1 0t T 52 21 5 i, ()
I AR PR o ) SRR S 5 I R B R, AN RT3
S RAFEEIRIIIRAE . BARIX LR R
Yy BRSO HLEE AN B, (HE A 0NN, XL
REY S A RN HALDRe 4 73 456 5 E R R
MEAREY, XURAEYRLEL SRR T
SRR IAD BT, AT 3 2500 n AT 2 % i BR i (Alzheimer
disease, AD). 114 #& /i (Parkinson’s disease, PD)LA
N 7GR R IE (Huntington disease, HD)Z5 57 1]
KAPL,

H5 b, TR AREESRENAAE, K
I3 AR B 2% 2 A R 40 i N R B R AT BRI
HATAE & T RE . BT B 8 B E AR T R G H R
Pedl e (1)Hr& Busk A ER TS M 4128 (2)45 i
P2 ol R AR R A W AT B B . B T
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EEHEE— A AR 40 RS O B
A Wk DL R Ay AR AR 0 A, AT 3L R B
T I A0 e Py e R R Y, R R IO A R ) A
M. ftspra Sad B, 22 e
PEBY BUEAE 2> T AR I B R AT IR PR LA &
o) 4% )T 8155 52 1115 NAC(nascent chain-associated
complex) £ [ F1 7T FAR (35 24 #3585 11 Hsp70)
ST E YU IR RE . R LE Tk
PLRAR S IR 2R A, X S8R & e DB i et
I RORE CR 40 M s PN 5T ) Bl AR AT A
B AN, XTI T B AR IE R RN R,
WA, B =R 377 A S AR AR
s f e A B AR A R R G,
Ca WX =F 7 B FH o TR 2SS, HEH
T 7S 4 2 (1) R [ A AT e R I v B — &b 3 7 A AN

s H A PTR 7 o T R A . 534k, di T
AL TR W Hsp 70 I 2 5 T S T B 4 4
=i S IO SN N A=k G =D ie ki
WFFTIR R 2R e,

1 EEREEH THERREHH

e SPRT ROk i g S Y i RS g0 R o N S
JT () R SR R 8 A o 1 S AT e 1 B A P
J7o BRI 45 ) RGEA G HAS M 2 0
BRI, H A2 s # P s A A 2 41 32 40
EEWEPT S M. B, & A R p AR
AR RRRFE b 8 1 s 2 ol e ) 0 B AR

U 118 ST T A B A S (R R AR 32
G, B2 14 0 PR A 453 7 B 1 S T T 40 T 5
U, HAR, BEAE RS R G RS
HAAL, S A BOE R N REIERE IR, DL
PR DNAGw S & 11 441, 2440 H KIS 64 H
KEVN ARG, JLZR 7k DNAZR IS HL IR N
35%0, AL, RO EERRETZENTHE
1B A4 [ il 2 48 (ubiquitin-proteasome system, UPS)
DA B2 1 W AH G 110 35 T A7 6 At 2R 490 0% P A, B o 4 1
(R HE 0y BEEAIC U2 WU, fie Sk AN BT (Calorie
restriction, CR) A& M ik P sirt 1R 1«41 i A
Wik — AR R GRS TH A0 I 1) o 1 B SE s e, A
IR AE U 2 AP AL 9T 70 ks A4
i i AR ) AE ST T AT R, SR AR B AR DG
PINK1(PTEN-induced putative kinase 1)» PARKINE,
# ATG7(autophagy-related protein 7)& [ 1512k BE %
T A B R AR 11 I AR LR A4 N H 1 1 BB R
i 5 B LR R T AR RE AR O
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HA PRI B ] Re A B SO & e i &
DA K Sk B P S R AT B S R . XA S A R T
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WR A 52 PR 2L AT 5 1 1 3 19 24 300~500 hieY, 2 B
82 PRIKOT 1 S T 5 g A S0 65 1) B8 9 1T A o AN T
(RN . SO, BATI R, VR EE
SR TR S L BUAR AT AR ) A5 el 3, R
LSk RN (P Ve RN P, N e L |
Fh B, 2RI IR T SR 1 i s LI A1,
AFAE— A WPE S AR AT I s i R Gk I
W BRI e et . 55 TR AR B 5 A AR e 4
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FEAFAE PRI L IR 2R, 4000 ISR A
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A E IR, R 60%~80%1K]
OSRGOS BT E, FR 10%~20%
JEA AR 1 7 AR SEHsp 7010 P Bh 58 1Al &, I8 4
15%%58 0 52 2= I £ 11 75 22 tH 144> 22 28 GroEL(Hsp60)
HEWSH S0, SEEAYRML, Bt
Y 2947 20%F1 10% 1) 85 11 43 7]l ik Hsp70 R 4 Al
TRiC(Z % Hsp607r T ) RS s idfr & 24, mE—
AFIE, AW A H —EHspT0 R4 S H A
FOREEGIERE, MEEYh 2 5 tEEah s
1) Hsp70 &4t 52 5 8 (1 H v & A f#1) Hsp7024
ML RG>,
211 EEasEARRNEaNITE M. AR
W DL R SR A r (¥ Hsp 70 B AR B A 4 22 31, (R
HA5 ATPHE I fig 3k (nucleotide binding domain, NBD)+
JE&H 455 3 (substrate binding domain, SBD) LA A &
R THE ) C-%ii 10 kDa&h 3. 7, Hsp70ii i
Lj Dnaj(Hsp40) 4% &5 i ATPIKI /K Al S v, Mk
JEPEE 1 5 Hsp 7011 45 & il i C-3ii 10 kDah 7415k
BT 75 Hsp70 b A% 1% & 46 X 1 (nucleo-

tide substitution factor, NEF)ifi it 55 Hsp7045 &, ¥
ADP & 4 ATP 5 JE i 4 1 1 iR I >0 75 2L
A BT, Hspl1102k 32 2K NEFPT; J5it% 4= 4)
KIVF#, Grpe(Hsp24) A £ Z I NEF2, #4734
B E A EN FR K Hsp70/Hsp40/Hsp 1 10( 3L A%
4= )y % Dnak/Dnaj/Grpe(Ji A% 2E WHL ] 58
C=SUN SIS Cla <y =B/ S S0 S BN B%YIKi R
Hsp70ili 3k Jo, 10 5 Hsp90nl Bkt 1 4% 34
25 TRiC/CCT(TCP-1 ring complex, H#K 4 CCT for
chaperonin containing TCP-)# 4T & AT E. T
5 Hsp70—#Z 5 EEE L, Hspooth AT —
O LM S s R T IR AT & ifE . Hsp90hy
TRiC/CCTYJit7 B ATPIR B 58 ik (W4 S ik 7, JL
o, B2 2R Hsp60 77 141 IR XA TS 0] 75 HE S 1 22 2R
1571 B A AR(TRIC) 77 2241 GroES(Hsp10) I ) &
A BeSE L ATPER Bl 1 F -,

P J5t 9 1 1) Hsp70 4 Bip/GRP78, i [N [#] Hsp40
5 NEF 4] 4 Erdj fl GRP 170, ‘E4115 BipAH B 1
Mt By A 2. X e 3 & A 7E N
Hsp90(GRP94) 11l T 10— 20 20 2% il 5 24 1) £ 11,
Hoor ARG B A B L S e 2R Bl (H
JE T N A £ B Hsp60 R A, H— A
BipMYZ 5 EEAITE, 15 Sec61 i HE Ak —ild
5 R ML B A T R 18 B BT AEAR AR,
P I P ik B R R e R OB T DA A
LR, W5 T WM A RS 3T, DA A i
WA TS BN E k. e N TS S
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Mo ABME S R R AR BEE RS Rt A Ao T
FEAB I XCEAE R 58 i &, 2B 5 (1) iR
I G0 o3 i i AR
212 RERZzabARREa TR Es %R
5T N B st e R S B SR AR R AT
W E & B B AR R B . M —2%
T/ NRAR 52 8 1 (small heat shock proteins, sHsps), K
/N T10~40 kDa, {ENECIRA T, sHspsbh 2 A4 TE
NEREEREAL G HspT0fliskiZ i A 5 B AL
1B25 Hsp100f# 2R, fi# 28 11 8 M ] il i Hsp70 5% Hsp60
WARSE TS . WAL A0 M N S o TR
sHsps, A1 ANA74E sHsps/Hsp70/Hsp 1004H 5% [ 2 11
BB AH & A BT A ) UDP-7 26 B B
1 B SL #6 A i (UDP-glucose glycoprotein gucosyl-
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transferase, UGGT) iJ AT YCHESEAL B LE R AT B 5 42
MR, B A GRS e RS R R A S ¥
PEAR BB T 50 it 24 8 I FRHR 2L,

41 B 5t 1, 5 Hsp708% Hsp 90 v H A7 AH AR
FH P2 1 (carboxy-terminal hsp70 interacting protein,
CHIP) A iz 2= AL Ml R v (¥ E3 3 2l , 1n) il £
7 CHIP B T 58 Bz SR B il 72 . Hsp705%
Hsp9055 CHIPIM & & 4A W] 46 55 Bel-2, &5 Gt T
1 BAG-1(Bcl-2-associated athanogene 1)Kl 45 [714%
Wy A NEA 268, Sl EEM. HizEaKS
BAG-21EH, liid K41 CHIP Y E3 34 Heaifi £ H i 4
1B H ) UPSIRAE, & R BBk A sHsps/Hsp70/
Hsp1004H 5 1 £ 1 B 41 B 3 42 B OB 2k A\ o 1 [
fitigte. FHEGREBAG-31EH, 1S40 A 1
IR AT, S AN TURI, K B SR 40 I B R I
R IR BT ERR, 10 h)E, 02 A T — Pk £e1k
(03 1 B a0 1 AR T T v Bl AR
1&4% (chaperone-mediated autophagy, CMA), iXFi{f
M —HRFEZE3 dJ5 P, a8 E 7E Hsp7 0 [l 5
HE Hse7ORIE T, BB AR Mg A4 L, Bk ik
NG R B AR, (RIS 7R R B0 — LI 4R
AWM CMARAR M, M A% 8 A 7T A5 )
AR B34 BT UN R, 75— 28R 1 240
FEEE RS m A b, 2 F ) UPSIR AR W] REC VA PR |
A 5T B e A T, AT BORH S 93 1 AR B
XA e A o, B i B A ) R
FEHIKT . Bk, 72 S AR 2 ) U B S22 40
1, CHIP/Hsp70K & & 845 7] T 5 BAG-345 &, 4l
R M B WK B 1) RLEE 1Y kAN, B TR UPS TS
AR R AR R AR AR, AR TR A R AR
T A T A R AR BRI, HE X R
i 5 P62/NBR 1 (nucleoporin p62/neighbor of BRCA1
gene 1 protein) Pl A fE 5 AWEAAA G 11 LC345
B IETE AR B /S ©:29300 0y = P J5T I o AN
A1 H AR, PRI P Joi R e i R B A AT o ] )
W5t A SR RSO 2 T A
Cdc48/VCP/p97, iIXK 4 AR h A iR B 1 11
B AR o PN BT T R LR AT B BN T SR 1) 22 SR Ik
B B S NHEE BE AN DI S TS 2 R
T, B, T N ) E3REHE A A 1 (Hrd 1 5
Hrd3)7E Bipai # p97-Ufd1(ubiquitin fusion degrada-

tion 1)-Npl4(nuclear protein localization homolog 4)%%

A R E A B, Gl UPSik AR
SE N T A 1 1) [ gt (ER-associated degradation,
ERAD). 50NN, PRI BAR A —FE, &
SERELR P I AH D¢ | AT, HH BARBLEN AN
1M
22 ZRAEEREE

SoRL R B o e e AN | T 5SS R
WA 1 p . AR BT R AR IR IR, Sk
A B TR KSR 3 o BUR = Ff: (178 1K
P EE T, ASEES TEHE. MBS EAME
1 7K At i 5 A B A 1 R R T 58 e b A i 1 R 4
o 2 2 DL B e i T R B AE 5 (2) A2 7K1 1R o i
P, AR il B A A T 30 0 e A 2 gl
G RIEERIAR B WRAT 05 1 K RS I R G A e
SERCH B TR B) AN /K1 B B A, e
LA BRI 45 497 7™ 25 30 Je vk i sk 5 R R R R R B R L
FEAR S, 38 IR A i (5 3 C I 3 40 MR TR
B, 1 O ) R 1 PR AR T(E T) o
221 &EmFawrdbEaR  AhAFAHC
HFERI AL, AAL G 134 2R AT IR R SR 8 1,
AT 0002 M debir A 2 1 75 S0 1 A% 26k DX 4 1 s
s BRI TIT & o AR TR R PR R 1 1 Zeb
R 7E 41 i 5 Hsp 708X Hsp90 1 13 B R AR 47 HE R
HPraaRaAs, XL R 1 s B E A7 31 25
FEARIAMEE . BB R AR L SR ot B A Ak Ah
A [ e s NSRRI )5, ik TOB/SAME
BRTEAME R 4TS S A JEIR] B A O
A KA s =1 < - AT i 5 G B S = 1
AT S, HENAT —Hr R O S W LR N T
MZ5. LRENRE AR IRE 2, —#a
HH A TOM/TIME G K B ez 2 A B 58 ik
RN R NS Rt - A B S 2 SO 5 1
PR, 565 5 IR BY D) )5, 18 g Oxal 2 144 £
HE s sk . HEr, AEEANITE
BILA v AN B, 170 0 07 A< P R e 55 44 (%) R 4 i
F o IR 1, BRI, A R Eobi i S G AR IR 4 8 21 2
HUHI 2 T0 AR P51, 3 i TOM/TIME A k%12
HEN AR T I SR A4 L JoT i 1 DL R s AR S [A]
g = HE 1) B R R AR Hsp70(GRP75, a 75 kDa
glucose regulated protein) P8 T 5¢ ok S, 8
O3 i B0 AR 34 45 Hsp60/Hsp1 05 4 1458 1k
P, DS F R i 58 B2 82 1 ml 78 GRP7S (1) 1)
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Fig.1 Mitochondrial protein quality control system

W R 58 R P ROk 28 W0 SebiAR N (1) 3 — AN )
T 15 TRAP1(TNF receptor-associated protein 1, 1
FRHsp75, 4 Hsp9OZK I i ) AR B/ DB Al dE , {H
HEMTRAPIZ Y T 2 ki ikt (A 9 & 5 3.
XTI E AE SR E A SR E, ©
WIAEHT B 2 W75 B o R0 L 5T P (1) 22 K8 (mito-
chondrial processing peptidase, MPP) V] [ £k ki 1A %%
5T AR A IR I R AR IR BE S A 14
HHBEZNWEAR, DESEUE): 25K 1H45
AP S i, b 1 4R 1Ak DNA % i 1) 745 M 5L
Rr T 2R iR IR . X R SR S BN Ik,
Fr T S Hsps 7> FAEAR A8, 1752 — R A AR+
—HEWNREAT L, WERR S S BSR4
BT AN AR, B R R A T BN AR P sk
SEBORAREE 5T DL R X 454N 7 B F 7 28 2H 286 2 DUfAT
I BEAT
222 &AKREGOER SRR —FB 43 A1 5
K 1 7E Vms1(VCP/Cdc48-associated mitochondrial
stress-responsive 1) 1] 28 g il i SR (1) UPSi& 42 i3t
AT B, AN K 2 508 1 A T8R4 ) 2 1 Il
B A Bk AR BE 5 AT Lon Al ClpXP, A IR A7
A1 7] 6 5T (1) ATPACHSE ) m-AAA protease(AFG3L/2,
paraplegin) 5 [fl [m) 5 [A] B2 (1) ATPAK B (1) i-AAA
protease(YMEIL)% . ¥, 2RI AR 1 ) Bt el 3L
JITAE DX A o 1 il ST, AR 1) B P md 1138
TEHE 2R AR BN A B St o BRI, BRAT LR IR
B A A1 I 28 GRPT5 2 5 DL K L8 B (iU Lon A

F1 AR ERREEHER

Table 1 Mitochondrial protein quality control proteins

e o R
Quttyeonrol  UH e

% Location Function
components
Hsp70/Hsp90 cytoplasm  Prevention of nuclear-encoded

mitochondrial proteins misfolded

TOB/SAM OM OM proteins folded and assembled
TOM/TIM ™M IM proteins folded and assembled
GRP75/Hsp60, MM MM proteins folded and assembled
Hspl10
Lon, ClpXP MM Degradation of misfolding pro-

teins in MM

m-AAAprotease, M Degradation of proteins in MM
i-AAAprotease and MMS

OM: ZRLARAIEL; TM: 2L A I, MML: 2R (A J5T; MMS: ZRRE 44
JIEETH] B o
OM: outer membrane; IM: inner membrane; MM: mitochondrial matrix;

MMS: mitochondrial membrane space.

e VO 28 1) B T UEAT FRAR A, B I a0 AT TR
e 0 R AT PR CRATL Al AN A i 214394 22 i
HEREMZ, Bk 707K 1 B iR K
S, IR i) R 1 U I 2R R AR S R RS S g
PRHEAT BEAR . A D) RE SR B IO SRR, PINK 123 %%
B BN BRI ML, PINK Uit i #1455 E33E 5 i PARKIN
SR RARIMNE S (2 #1412 Z R B
Wi 52 48 P62/NBR 1 £ [ R 5 e ia 21| F Ak, Jf 2%
I RS AR AT B . B BIWRAL, DhRe sk B 2
B N K 5% OPA 1 (optic atrophy 1)7E W 5 25 1 1§
OMA I (overlapping with the m-AAA protease 1)[11f
FH T Bt L B At W) 5 400 B s AR5 1 A AR 0
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HARERLAR N HE AT S S M 5OR P 5
A TS B — e AR RUE, LW #R =5 2 Hsp70
PR A48 LA Hsp785k Hsp1005: 5 4R (A
. HE, SRRSO M EmEA A ST
— 71, SRR N HAT R RN KRR, 550 A
AW AL UPS RGP, Lobith i IR E 11 Wi
WS SRR BT BRI AR AL e AN R T i S
JTUI TR E [ KA I A AT VR ) B R AT R
FR IR TE A RN 3 — 7 1HT, B TG ZbL A W e 52
GRS SR IN LR B, T
SeRL PR I W BE 5 5 R A A0 s B b B LA, B
W B 2 5 AT 1 o 2 hATE O A B T R ks
PRLEIRAT PRI R AR R e A

3 EHREEHNSHERAE

B TR IR S5 T 119 2B 2 DA D el
ZE %+ FE K] Von Hippel-Lindau( VHL) 5T 1 &
W, B Hsp70[F I 2 5 T VHLINT & 5 B,
M4 T A5 Hsp60-5 Hspoo 4351 2 5 7 VHLE 4T
S5 . B R A YE 0 Hsp60/70/90 () 4
W 38 1o 5% ) VHL I 5 M s R 1) R A, AR
VHLA & 2 —J 8 A i i o, /E0 HIF 1o
5 HIF20iZ 240 B fif 845 1 11 B312 25 28, VHL
FRARWGAT HIF ot [ B A VR AT 12 2 A6 B A 1T et
Fah N | AL P00 B8 I B 4 e Y S 2 o
FERE R AW, 54k, FEETh e R A A & B
AR R BT (R B 1 S AR R PR L
6 P HL AT T 22 AR R T B B 1 AR SR 1)
FFEHERRIE . AN R RIE R AR W
Hsp90 5 ¢ P W JI L6555 A7 X s i 4 28 2 11 19 40 1l
el T H WS A R AT IR AR, HE i T BURRE
fRY I AR g JE 49T

F1 T3 22 1 A ) P B AT AR ) B 1 B AP Al
Re T, o A Pl e ) 5 3 22 % U AH OGP,
WEFCIN A, 40 MO AE 3 22 F vp b Sl 1 1 A AL 3%
1 LA B A0 S5 N FH 3 3040 i ) A7 55 SR AR )
SRR A o, 2 R R & AR S
A Ew BEME AR LT i, R AR
RGN IR T AR S R 18 KT (e 2 1
P4, 3 S0 i H e AR KT R 2D
PEAB BIVE F R BRI, 4 e i) Dhe S s PRt bl 2 T R,
B Z G RAEL VA A O & I8P W AD . PD

L HDA P, AN b, W SR b R A AR
RIE IR, R AT TR AE 2 . (R 2kt
JL b, A e s R AR AR A Sl B P ) daf-2%2
AARIKA-, AT B INFREE R U N (environmental stress
response, ESR)FT 24 5 1) daf-16 1 hsf-1 3G E Y. 1
KP4 daf-1655 hsf-1 DR A, Ryl — 285 1 fF
AR SR IN 4 i N 1) B 3 B AR R ), AT el
Z I R B AT PRSI A K B 7 R A R
TESH M R ) SERE . S0k, DF9Cie B, BT
U LA D] G i 2 11 A K T 5 R IR e R AR R A
& H I'1 )« W (mitochondrial unfolded protein response,
mtUPR), g%l i Hsp60/70%% 4y T-E-AR (1 22k
KL TH b i 1 i 1 K, 1k M IA 2 48 2% 5%
ZWH . R S g AR 2t /N PSR 57
A e NI TP R B, A, —S82 A
JROREREHI A WEAN SCE (1, Wi Sirt] . Sirt3. Beclinl
Atg5. Ben. HDAC6LL K PINKI1Z5[F6k B AE 5| &
— RINFEZAH R PR IRAT I

4 RE

&AMk, mE R T EE I e T
KRR, — R EE G RIS —
G Y5 T o, A PRI AR T R 2% 9 BRORE 5 1) R AE AL
IS LA . SR, e AR RA R T, HEK
P i B AR KT DA 40 MO K AP 1 B 1 R EA T AH L
MR AR R AN 2 SR AR AR 1 B K
S, BATHIWEFTAT L I A A A il R 22 AR i Y
IR U K AR, SRS g S
T SR AR B 2 A A e MR B R IAT N P HK
il S NATS AN I Ao IR Ab, A5 o 3 W 0 1 A 1
ST T, R FE S 3 AR 2R [ A 1 SR T ) 2
SERILAE — S5 Ak 40005 B 11 PR e 1 BBl A AT
TE AR VAR ) JORT 2 A (R 32 T T, AR &
PR MR o 0T IX SEHLHI R BIF 0R0 A RE, Sk 50
() 5 A I R R 4 AL B e S P B SR A
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