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# E . TR EE (small heat shock protein, sHsp) /2 AHXS 737l &A1 T 12~43 kDa AT 8 A K
WRELT, T2 AFAE T AR N o ARBEAEOCHRIE , 2R E AR B o- st A 45 M58 (a-crystalline
domain, ACD). N 3y Fl C dig 214544 . sHsp & A i — R EZ 1 70 A8, XE QRS R R
SEIORIE R . AEAR R sHsp (AR WPIRAS KR U8 2 5 M UA K AE AR, 17 sHsp ¥ 1E 5 A7 76 U 7] DA AE 2%
L, FFRRARRET . BIZHAT ¢ sHsp fEANARIA TR s HIMER,  LLRCS HAH K e 2B AT 9%
Wi~ JRERE TN RSS2 RO AR ) AL, DU AR DGR R 25 .
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The structure and function of the small heat shock proteins
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(1 Key Laboratory for Space Bioscience and Space Biotechnology, School of Life Sciences,
Northwestern Polytechnical University, Xi’an 710072, China; 2 College of Food Science,
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Abstract: The small heat shock protein (sHsp), 12~43 kDa, is a member of the heat shock proteins. sHsps have
been widely found in all organisms. The present researches revealed that nearly all sHsps have an o-crystalline
domain (ACD), a N-terminal arm and a C-terminal extension structure. sHsps are important molecular chaperones
protecting the denaturation of proteins. In humans, any abnormal changes in the structure of sHsp is tending to
cause disorders, while the present of normal sHsps can retard cell senescence and reduce cell apoptosis. This article
reviewed the recent researches on effect of sHsps on cell apoptosis and the relationship with the occurrence of
neurodegenerative diseases, cancer and cataract, as well as the related mechanisms.
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PR TE [ (heat shock protein, HSP) & 7E4EH)
e AR — A ORSF R, HAE AR 2 B4
FriE s, R T HEAARER . RS TR/
sitymryae, AR AR R A DN S D HIE,
Bl Hsp100. Hsp90. Hsp70. Hsp60 Fl sHsps. H:H1,
/NGy T R 78 & 1 (small heat shock protein, sHsp)
M F R EAN T 12~43 kDa 11— N5 A Kk,
K% N 14~27 kDa. sHsp & HARAA TS EHRFEE M
—Ry TR, TRAET SIS, EHMEE

Pyep U NHRER a- IR R B R B BRI
2 H AT TC iR 28 11— Fh sHsp™le JEAE3K, AT
Wt SE7E D . R A P9 R BT K & Y sHsp™
FERWATE S BEBER . S5 % 73 BRI A0 o 40 T 55 ol
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AR R BT — 2 sHsp FIFEAE T, 4 sHsp
TEAEBSRAE T VA A R IR, AN A 3 & e
Ik BB E G . VF 2 sHsp 52 B Y78 ik
IR IAERE LI . 5 AR T
AR EE, 5 5% sHsp B BLA BF FE AR B b R,
b X R N A E B ARHER, AHCHE 52 2
R AL, A SO sHsp IO 454, Dy fig o H
500 Z A 5% R AE0EAT B URIR

1 sHspHY 5> F4544

4R sHsp B AH X 7+ Jii & A T 12~43 kDa,
{HANA ) sHsp 45 FES5# E 2 IR 2410 2 b,
BERER R AR HRKESR.
KT e RMAT LG W KIN - BT A sHsp #L B A
— LA ] () B R AR AR S5 M3, R 3R v B 1)
TReFE.
1.1 sHsp/ FLEMBRT 4

Xf sHsp 7> T M AT 56 i R, BT A
sHsp # & H — 1> o- f R 8 A 451438 (ACD), I
A AL N S 8 R C o R 45 K, XRTA
sHsp J: A5 (AR 57 45 #38. i EL AR [A] sHsp S 1A 1)
5 R R R R R R B, AR Z W) Fh ) sHsp &8 #&
A 5EMEIND o- ek S S AU ACD 45 /4 35,
HEH L) 90 MBI IL I ILA P H, XL ACD
WE A —AH T A8 AR AT B- 18 A
JE T I v AR SF IR B- = BHYR£5 M. ACD W 5K
BT F ) N i DL R RIS 1) C i s P B A S5 A
M7 HIX 2 C s SR 0 #05A VL-X-1/L AL 4544
1.2 sHsp/ TSR

XT AN [FH R sHsp 7 41 i) LLR B, sHsp &K
Jt& Lt Hsp70 F1 Hsp90 5 HAth #vik v 2 A e HA T
INZFER P 5 e F kb A . AR, A
A 10 M 5% 2 sHsp, 43 4l @ 44 4 HspB 1~HspB 10,
IX 10 Fh sHsp [ B & R 858 A7 AE T oA 7L
Y, AHH T B EMES DA, T
BRI sHsp B HAFE 1155 R [RGB,
sHsp 75— 48 = B Fh 2 0] < KA YR E A sk, IF
LS (R . IR LR A 45 RAE M, sHsp HEA
& L—Fh i @ A T R AT L ThRE, TR TES
P LRI —E R 2 .
1.3 sHspZ—RAMBERAEIF K

sHsp HLAR A X 5/, 78 IEH RS T &8 U
12~48 ANV HE2H T B AR SR R AE L IRk . X P2 5
RITE G 252 LR 2 M R R 15 .

1.3.1  ACD%S ¥yIg e sHsp — AR T B (118

I T, ACD & sHsp i) — 4 B- =
BIR S5, i B3~P9 LAREEAL AL, 1E=MiRgiMih
S5 — > th B4/BS BE L LI T AR A5 . 4l K )
BO+P7 HEAL T sHsp — RARMIFR M. AR & &
FAEIG T = WA 4 MII BE A, FE V-
X-VL Honiize se sl s .

7E/NER Hsp20 ALK oB- iR E EH : ACD
SERIRIS N R A, HAR A AN, R
ANKIIR BAE SR o ZA 2R A2 sHisp (19— MR SFAL AL
& ACD 5 N 0 B (1) — NERAL . X — K&
R s A A 58I, /N sHsp ) ACD 45 ¥4 5 1 i
o KRR KM ; %A 51 ACD 7E /R M pH %
£ BBy AR R nfa e Y
1.3.2  I/L-X-I/L¥Je7EsHsp — FARTE il i

RIEFLATIRIE, 90% (1) sHsp #& 4 C ¥ LA
) UL-X-T/L #0450, %45 M 7E ACD 45 ¥ 1) B-
SRS MG TE B — A KNS . 1% TS R R
T SECFE AR AH &0 B TSR AR B4/BS TE RLH AR S5 R
MK sHsp 41258 A R4 M. VL-X-IL $ 034
T H M C i L X Y8, M-S BUF K sHsp
TRERI NG FI TR
1.3.3 N B fEsHsp — AR e (1 1 )

Basha 25 PV HFFt R, W sHsp 4 EBEkEk 4
N Ui, IR sHsp IR MTE . RIS, N
TR SR T 5 1) 5 A8 B 2 B2 sHsp G SR 1o

SR, HHETA O sHsp N i 14544 5 sHsp {I%
DT R E AL HANE 2 . i X 54k
2o HT, WEL/NEE Hspl6.9 [+ B4k 45 0 K N
SHE R TR, RN LA 3 AN IR
ZERIIR, %45 MR AE sHsp — AR T L FE A S
ZHEEMEH ", AJE HspB6 1) N 5 5 ACD 45#4
i gk Bk AT % B2, HspB6 7RI 2 Bom R
SR RS R A BT U R, IR
N i B 2 547 F ACD 458 B2~B7 A Be f 8 7K
PREIERE . ACD S5Rih p4/B8 = WVR I S S5 1)
TR I T N o i A7 1E 1

B2, N RE RN, 8 WA ke
— RO 7 AL 4k, (BT sHisp 5 R4 1 2 Ji A
Fase A EER .

2 sHspBI THE1RThEE

2.1 sHspEBSFHIAThEEEM
1992 4%, Horwitz"™ I, NHRER o- SRR
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ERIIVENEESIA AP & A =yl e 9
Y% sHsp # A R UH 70 TAEE ThEE. sHsp X
Tl FH AT CAAE 40 Ak T R al e o R AS B, ke 38 £
YA e sz E VR . HEARERVLHIZET, 41
JH P B 8 S TE MBS B R R AR AR, Ak
NAEIEH & A 5 sHsp AT LS 5iX sk I & A 45
G MENRIEE RN e, By HAR I R AR
BN R, S AR B IEE A K4 F, sHsp S5 H
SEAEMAMEEASE, JEEHAM ATP AR 771
B RE B TR E L EH i 1

Zhang % " 70 R L, 3R IA Hspl7 (1 K AT
P TE 58 'CH1 62 C 5% i 4 11 T AE 05 LR FF 80% LA
R BRI R A S EAE 58 CIF R
W, BETEE S50 CH, Fik Hspl7 (K HF
WARICNIEETEA, 0NN SNSRI 5 13
F 2Rk sHsp K 1 I 2k 25 FL IR I 4i R3S
YU BLER (R ER . HURHERT, ERR M E R
A1 Hspl7 B 7 FAEB I ThREE .
2.2 sHspHIEXHRIPEBTMHINEERF T

sHsp % JE 4 I OR 47 1 FH BR 3 5 K4 1] 1) 2 i
bk, XZKA, sHsp RESTEMEAESES
B, IS B AR MR B EH . B ATV
HOR AR ARV S R T 2 B R R SR KER T, A
MARE T AR E A5 72 A g, 3 s
£k, O sHsp Mg EREAMCE KA RE
AR B AT S . X AT REZIRN, sHsp 7@
AR VB A TR T I R Ry e A A R S 2 kAR
gity, MEFEAMSERAERENEBME QRN
A X LA
2.3 sHspxt R /KFRE IR S 2

sHsp 4nfaf iR R IR Y, sHsp S5 KAAI45 &
(4 S P ] o, LA BT 7T 45 R 1 R R TR 8 s
XL, AR H AT 7T S BT LA RE « sHsp 5
JE A [ 285 2 a1 A b s 7K 3R T T 2R AT
(7. SR, ¢ T 3X Pl ik 0 ik 72 Hh BT 75 AR R AV 1
PA KR SR A PERE B 5 10 R, H RTINS 2
sHsp 7] LATE R 1A P e 0 DARUGA, - s g AR
MR AR A R EL P LE . RER sHsp 73 T
TRV R R 185 AL s R A L — AR
(., B ESERFEEY LR, —Ff sHsp X
XF— P LR R R R AE R, R —E
(s Sk B 7RSI A2, sHsp (9N i B
MR ERAENEE, BfEHEUKEMSE S,
AR IS R e T 2 SR IR

2.4 sHsp&#ESFHBINEERTRIZEMT (L

Zhang % "WV 4R Tl sHsp KAESS THEAR T
Re M /E AL, B sHsp AT DAAR 48 i B A% £ 1 5 L
e, FFEEMEARR—FE A, Mk
UE A= 4 VA 248 R 1) 5 R o AT DI R - FE TR
Tl 55 A1 B TR 3D EE ZH H R X 55 TN B AT 4G HU Y
sHspl17 HEATHF LM EE, S5 KB, Hspl7 S7EAKiR
I T R (R P BRARAC SR P, 1T £E v il IS TR 1 R 4
F 2 %5 1K (super-molecular assembly, SMA) ; 1fij H.,
A SN B0 AR N R A2 b I o e e 4
HIEBCRENIN, BRIRPS THBEREH . 4
H BRI MEKI, ZEASEMER @ C)
2| 25 CHAR LI FE R B S IBRIRMR YD 5 5
Frm, RERIRICERW ST BN ERIRICER Y, HE
ORGSR (SMA), S E RS S, Hikds
fr R T SMA S5 (1) N Siig ZE A 5843, 2F 17 % ik
Hsp- [RME A48 o IEEFRARE a2k, 2856
P2 1E ATP AL 73 F AR B N R AEAMRERE, ANiTT
B IER & A . SMA 1] LUE Bl B RS B/ R
BY), KRB SRR KELS S, #HmnE
i sHsp- KM B &k XA ERES, Fra Mg &
SR IR PR, SMA 2] i Hu i sl NER IR
R, /NERIRAR SR Pt 23 AT 300 i T8 SR BRARAIG ER
Y. WERRI, XA SMA 458 3 A A2 75 0N B AT 2
B, TAE sHsp W2 AR, WAHRT iR
L 5 /N a- AR R L 0] DUE il SMA 45
P U5 I R TopA th B 7E fA SR P ) e il 4 1
NIRRT ek g5 MY, sHsp (X A e G B T3 e
AEVRAE R R AR RE T, IX ] BE 2 BN HARAIE
T AR M ) SR . X —ThfE D&l Id sHsp
FER AT B s Rk AT 1 56HIE .
2.5 sHspk#ESTFHEEERFEAER

sHsp fELR AR A E IS I E M, X
— AR RAE ATP AR AL 73 1 (-8 I B Bl T S BT
Bilan, KIAT# ) sHsp 7~ IbpB 7] LAFE ATP {5t
RATFRABRIR BT, FEhAE R AT &0 1,
A TopB LRAF ) 3 5 IR it S I A0 2L 1R o Sl 2 12 2
4 7] LLiEiE DnaK/Dnal/GrpE 43 148 £ 4t 5 GroEL/
GroES fin i I/ R R =i k. GroEL/GroES f#:
BEAANREES IbpB B & A HITE 5.
T8 AR S SRR I AU 22 TbpB 4% i $1] DnaK/
Dnal/GrpE, %4 J5 5 1% 1% #l) GroEL/GroES, x4 ¥
A EVE . 7E A A T, Hsp70/Hsp40 fef8
2% 55 DnaK/Dnal/GrpE A D RS 1 1
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2.6 FIEPRERIsHspERE G THIBThEE
HIRKH oy sHsp #0A 7> THEARDIRE, (AAR
FITAT 1) sHsp #8BATIXAE I T BE. KT 3 sHsp
43 TopA 1 IbpB (¥ JE& P (73 B J1 35 BT A ) Y
B TopA JLT-BCH YIRS, (B ERIAFAE
A LA 5% TbpB )70 THARThRE. (EMIFLEYIH, A
[ sHsp X A [A e 1R h BE I PR R B AR KA o

3 sHspaEBiNH|HpEz=E

3.1 sHspEEBIEKHE®, FIREETZTE

WEFER I, BRI LR A . R
PR Gl k2 — 28 sHsp & & &, X BN
sHsp A] LA F Bl T (4 Ma 46T . Broer 25 ' iF
SE, BRTEER A RERS R A IE T — Rl R 4 .
Xt 5974 4 55 % e 55 % VA L8 NREAT BRER A &
KIN, FF Al 122 N4 P HSF2 (heat shock factor 2,
PO T 25 — M5 Hsp RIAA KWK T ) W&
PEBRR . 7575 T R AT 26 dOfn b ) seae b, i 3Rk
sHsp 1) 75 0F Ba AT 2 L 7 fm 32 = 1 32%, IRk ik
sHsp [ 0 75 @y [ 7 40%. KB sHsp A BT B4
RARIET R, KTy, sHsp tHHEIERH AT DA
BEAE PR N AF RS A DG B )RR . B SRR I N,
RN sHsp 7 5 FEAK, 5 804 M 9 A2 AR el s,
T 5 504 B % 22 DA T e A 2R AT 1 0 5 K
A PO sHsp 3l i %% 57 Kl T~ HSF1 (heat shock factor 1,
PO T D) kN F— e Ha il 5 5 8%, M
SPGB
3.2 sHsp#]Hl4HA A TR T RESE M

W FT e KW, sHsp H A HLHU4H M8 2 1) )
fE . sHsp A% 5 e (5 5 A T+ K A EAEH,
T 40 P T, (R gE A K 53658 . Hsp27
& H TR 2 I Re e K Pi4E R T2 1) sHsp 2R H .
Garridod 25 P B Fe 5, Hsp27 £E3MHI 40 T
o EEAE R . A Hsp27 BERliFRIAER &
X 2 AK 5 0 A0 i R HR P AR PR RE 25 8
JT A k. Hsp27 5 20 B 3 T 18] 1) 5% R 2 8 il
caspase ¥ A 1) S0 T 49 2 S0 UE Y« 41 B ERL Bl ae 1
AR PR AR TV B DNA i f5 i, i
215 Hsp27 140 M 0 1232 24, caspase ¥ 4L,
BT s SR &, @i/ 3 RNA B siRNA 4b P
R F#AK Hsp27 ZRIE B4R I PREF 1. Hsp27 2
FEET NN BRER . oA 2 300 SL48B 1k
(polycystic ovary syndrome, PCOS) i, &Py Hsp27
IR B PR, UM SN IR0 A0 B R TR0 O AT 2

RAEZERL HH /N B0 BEAT AR AN SEIG I, I
SIRNA iR 75 AL R AR A A Hsp27 ik, A
/N O BEAE IR AL F T iy, H caspase8 /T HL
AN E T B Ak, iRk Hsp27 1K
FF T (B0 Je 8 4 5k B, 78 3 30K Hsp27 (K
BN R 4H i (NRKS2E cells) 4, H1 H,0, 5]
AR AR TR, U0 Hsp27 7E 2R 1
HA R B /NEhRE >

te Ak, HoAth— 2 sHsp 04 & I A B4 i i
TCHIDIREVETE, 40 oB- AR 4 H E W] LA TRAIL
(tumor necrosis factor-related apoptosis-inducing
ligand) 51 2 i 40 J 8 1=, AR B LE T #0117
caspase-3 (cysteinyl aspartate specific proteinase-3) f)
WAk P T HspB2 75 N\ FL 88 40 il 2 v 53 0 R ik
w] L1 TRAIL I TNF-a (tumor necrosis factor-a)
S0 IR T B,

IEAESR, A 9% sHsp A 540 M T30 1 1) oF
FARIE KL Z . sHsp X —DIREIRA Al e A e —
FlRsf, T2 BT sHsp JLE B — Rl E M. SR,
PR IO 7 E i — D B SO HE HEAT IO E

4 sHspxt A& HmAIF2 M

BT 7E AR AR 7 TR I ThRE,  REE )
IR AU, B AN, sHsp XKEAD
2 AR 1A o A ) R 8% ) B A R 4y . A
REW, VFLEBRASsHp A K : HZEHT
sHsp Sk =151 &, i ANf&rhdk > HspB4 i HspB5
SS9 ANEE ™ GRZET sHsp RAERAE, K
LT HFEGMAY R, SEEHEEARERE,
M 51 AR R A, I 2B AT s B
4.1 sHspESSHMEARITHERR

WL 4L4 sHsp £ &3l 3w, X4 sHsp —
BRARED, WRESH ROFEMEEIEE. A1
sHsp B th 2> 5] A ist 4L i s . IX 2 RN,
PR IR AT PR IR A B ARG EE A R R AR T HE R
Y1, 1 sHsp GBI TEAFRM EMRITE : L4k
o sHsp & B AN BUCE BRI, a5l iR a iR 4T
PESR R, QB IR 258 BORE . E 4 AR R 2 R MR
i -

RREW I E A (polyglutamine, polyQ) 4
AT B 2 R AT YRR B 1 TR AR 4 22 G 41 R BT
TO, WA T E WU (4 5] R E AR T, 5K
G ECEBE /N L5 L B (SCAs)PY. sHsp AT LA
il polyQ 51 R AN ZIBAT MR » AI7E R MRBLAL
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oB- deR A H AT DLE ] polyQ AN BT I R AR
Sk SCA3 [k A PP, K4y oB- fiR Ik A
FEAETHRER A, (R WARAE T HABLIM A+, Qif7AE
TR TCAN M 1K oB- SRR R A R RE R 3% 5 T
BThRE, MBI IE polyQ /R FI A, FHHHIH
S, BEM#H] SCA3 k4 B,

BLA BB, HSP20 (HspB6) X ¥ 2 i PR
BAEEBRER, HAaFE NIRRT /R 2%
g BRE 2 BY, 2 %0 HspB6 78 ILIAI. B B8 A I 45 5
TNV R BRI, bt A I AE K e A 40
SRR —EIEH . PR ZGIEE & T K
G HP R B B AR 4 B A URR T 51 R I, X R
FERR [ EZEH 40~42 DNREERA R, B ek FE
A B (amyloid B, AB)™. HspB6 7] L5 AP M H.AE
FH, A A i B 0 B 1 B ) SR AR AR AT B
NN FE AR A = 565 BT 2R 25 i BRRE /S 21 — 5 1) TR By 1
ﬂ% [34,36]0

T A R 28 G2 I 4 L 5 B 2 il 2R I 22 S 2 A
%, WEBSEEAMLBIT LR, TRA
L, #he e A 2 B D2 Z AR AEH5 @ T oB- i
RAEE A IH g 20 B, 2 B D2 2K R AFALE
THRHE RGP —MEEY, fEEHERMER
PEITRH 22 o X 2 ke o oy LR, & —H
28 A B TR T T 77 o e S s o o 2 e o 400
HoaB- R A RIS, MRS R R A
P
42 sHspSEENLE

WFFR, —HEE R4S sHsp fE 5 IEH
Rk H K. MM E S M sHsp RIAX B A —
ERFER . R, S 20 b sHsp (130 42 J i
BITI R EE R —AE R, SO R TR
AT VR IT RS, sHsp I TEEEhRE S 78 )
RIEVER, MTIBRARIAIT B8R B 78 Ko 4 il
W, RS R — R R R G R (ke 18
PEECSPEREAN B P iR ) . sHsp JBH 2 KER
Ko WNAE SR BE AN M IR RN I AR G 1 R
H, sHsp27 A ERIA, MM D
M5, sHsp27 w] LA 254 50 5 80 A0 e 12
ZRVEE SRR, U ZE KA 5 sHsp27 T
A AT LU L i AL FL S [ caspase MR AR 1R, SRK
BiZYES A RET-ohEE . sHsp27 F1 A4
T ({EVFZRRE T 2 Wil 24515 S RIEH/INY T
PRTLEE ) W SRR W BUE Fa T A o8, BAR
Py M G 52 % AR T B E VR, M B A 41

JO R TR B,

Karolczak-Bayatti 2 P 5 5¢ % 3, sHsp % &
A 20 B AN [F) AR KB BOE B A R, AR S
SERIRAA K. e R, . 4t Hsp20
FIEREBAL™Y, BOFIRAM T Hsp20 £k R
M, LR 40 i P Hsp27 RIA R W M,
HUIC T, sHsp HIZRIA & AT LME s 12, Fitill
AT i AE W bs &4 ™. X sHsp 59 (1 /E F AL
B TIR AW T, BVF AT AR R T e 7 ik B
HH7 M1k, A 9% sHsp 55 (A 8 R I LA 2 W,
W) 0 70 2 B AR SRR — iR . Ak, A
FOR I, sHsp 1] LUAE Ay it (¥ 6 97 #8400 DL
AEEE B, g A M 2 R B IR T I
MAERAMFRE B Pk, B4R 51
(castration resistant prostate cancer, CRPC) & # Fl 7,
Mm AR MR IGIT UG, ANAEEARRIARE
W R, Bk, AATHEN, DUERM AR B B R R AT
RE2x Y ORIBER S AL 55 7 Fe X 4 ) B 1
T 28 SRR RE (YR T R B

SR, EARIE R A sHsp BE6% 4 57 40 i ik
THRZs, (B & AW sHsp Th g8 ) 2 52 21 $ i),
F BT RE R A e, AN 1R 755 R OR 3 40
[FIf, sHsp fEFRAM I DIRe & 2R, &F
FEE IR B 7 B0,

43 o-BRAEEBSREPER

o- R EE B2 B R 1 LA 1 — M sHsp,
3N aA- SRR AR oB- SRR E . ZEAS
MR B R B R BV G, e TR ThRe &
XTI BAR G R E A . oB- diRiA R A EA
7] 20 B R D e A — E RS M. 2B AR IR K
H ey ] 22 288 ) 2 AR T R FEAE . ) 22
HER AR fa R 4E, (R H A2,
AT DR R G40 i ds,  andi oAz M Zekiik, fEfR
FrIEw A A A B R AR Y
PRARFIHE A 40 oB- SRR AR 2 1 AT DR 41 i
3R C FIZRAR D g b 2 A RIS o o dIRAA
|2 B2 RS e AL A5 TR
L, oB- gRPR AR E 20 B0 AT DA R I R f
ZasRE T, MR OLURZ /R E RS S
HHPHAIRAT RS . a- IR B B SR A O
FINBEA K. o- dnebRAR SR 01X Fhm i R dr 7E
ET, HAtdERp Rl A TR S5 M. oA,
10 A oA- GRS R A 5 58 RVE A N BEA
5%, Horf o FhoRE etk BN P KR4y
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RAMRZ R ARE R BRI, RPN HTHH . R
F 7 B > THARTE TR R A T B, TSR 1
THRERIIEH K% . A SR AR AE S FAREA
RIEF M RAA Ko LL aA- R T GISR RAZ
o], R UL SR A AR, B oA-
oA R E 7 AR R R A R, R L
B b AR 2 AF R, HILRRWE R 5 R
B RT aB- @RIAER B R IR S B A B
TIAMRS, A E——F2,

5 ERESRKRE

RYE AR, HIRT M sHsp BARTE
BILER P HIM Ay TS50 F Bk ER, B
IR B — B RS, BI#S A ACD 45 Fy
N 3t B AT C 3t GE A 25 ¥, sHsp #£ R IEAE I, %
DA SR AR Bl S AT AT AE

% o 48 1 DX I AE HL T R Ak 45 M i R AR
W R B I 45 K 3 ARG . ACD £5 #9381 B- 4R
AREEM. C BhAE) VL-X-TL 25850, N ik b
(1) 3 AN v R ARG IREE . sHsp A 4 FAE(ED)
e, TERIFEZINAERT, @RLIRBIAME AT KR
THI T 5 Al GRAP AR PE R (1, Ry 1R 3L R AR A AT 3 11
%, [FI, sHsp fERAIEMEAZ G, SKE—
RO A, EILE R, HAE R SMA 45
M A REFLIE R IE AR ER . SR AFIRE R, sHsp
S HAh Sy TR RO B R B BRI B A A

B 7> T REAR Shg LLAN, sHsp ik E A #0141 41 i
WEMIhRE, BRI &R T RAE TR, IE
K sHsp B Z M EZIhfE, Ho FHEAEERE
AIEH BUBH, 82 S B2 AR R,
WP ZBAT PR« JEAE . R,

FEXT Fo A BRSO EE (I S, A K sHsp B
WRHAZ N, BIRCEIE 7T R Rg R, H
sHsp FIVEANZEMIRAL . ELARYE FIAL B 5 N 29507
(] O0 R4 M oA e B . FRIER 22 I 8 B, %
WAEMRZ T EA N, WiENEAR R
Fs 0 A KA B A R b Y 2R
LR AH S (TG TT 55 o ARS BEE B T AR,
sHsp 4 2 Ji& UL HE B8 4 (1) B FH i 552

(& % X #
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