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e HE 5% 2% B Rk AL 48 P 7% A8 A VT B B T 9877 Duchenne & ALE =1~ B (Duchenne muscular
dystrophy, DMD). & 3 fo 7 & LA 5. HA8 5 AL 20 i ik K8 89 38 1T = B9 40 i T e —
ANFEME R AT % B ARG &I K ik #4K 5 & & (heat shock protein, HSP). R4 fofk
W S5 34 B IESE HSP A6 By 40 R0 X4 £ AR E R AR 2R 4t Xt HSP Ay E R IA Bk 4R S A
MLZa R BRI VA ARG 17 78 AT R BRI EZ 3 42C, 1 h KT 21X
ik HSP. i it Western blot Fuift X 41 i {X ok & & 40 4% B AL 4 i = HSP #y sk ik & B 24 48 g
H] CD56 % & & B &8, W T MR E i IR M A B R A, AR KA % H 2 B0
E%%%iﬁi.%%kﬁaﬁ%@mWWMLmZ%ﬂ%ﬁﬁ&%%%%ﬁi%%%%éf
M. B BRFHAK T TG R4 B HSP70 B 23 & (P<0.01), FF H 48 i 09 JILIE M 7 2% 4.
i ALZE AR N BB JE (KI>n</I>=7), 24 h BT A fmERAR T AN GFE R LR EUER
((67.69 + 8.35)% vs (58.79 + 8.35)%, <I>P</1>>0.05). 48 h I K 37, 4 £ it 5 76 3 th 4 4K 5T 20 8
B 2% ((53.32 + 8.22)% vs (28.27 + 6.32)%, <I>P</1><0.01). 120 h B 4k 57 41 40 jfg 75 % 2 b 4 #uik
T 3 15((26.33 £ 5.54)% vs (8.79 + 2.51)%, <I>P</1><0.01). 4 ¥ &8 7, kw48
Aok RO 4 A 5 fF £ AR MR G IX BB B R AR R Ron AL TR Ak 3 Rk UL 4E i HSPT0 By &
ik, FARE RGN E ARG B R, RIMR 5T FATE R — AN A 2 BB B4 AL
2 ] B AR RS AR AR A7 0 B 7 . X TR R — /R R R L 4R e B AL A T A

KHEiA FALZEAE  PVASEFIALIE HSP70 B

FEEA

BV % R R — 2 B IR TR T
Duchenne ! Jl # 7% A R 4iE (Duchenne muscular
dystrophy, DMD)M-2L, 03 B2 5 L pA 45 447 F 4 i
B HA BL

DMD & i1 {7 3 X B¢ (5 f& b 5 UL % 46 & A
(dystrophin) 2 [K 58 4% i 21 DL Fp & 8= 4 R 1E

ke H 39 2006-06-04; 252 H 1H1: 2006-11-27
Fiig L [ 5B 2% Sk 4 WF B 10 H (NRP46No. 4046-058639)
* k& N, E-mail: gzsyang@yahoo.com.cn

(R X-PEE B gL B 2L PTG E e —
MERIRANI B 2 A, B T AL A R T, JIFAE
DRAEF UL AR e 15 11 5¢ 48 R RS J T RS 25 O B 1) 1 D
PUNZE S 8 A B2 2 T B0H #ILEAT PEAAN ] 30
PE22 40, DMDAEI R _ERRFEZ: JLEERHEAT PR
BHICT, FTOFRES, FAE 30 YT O R
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37 4%

GEP L IR AN PN [ £, R B R A R E
3500 AT S B A 10 L R TR LA R
TR IR R AR RN 6 B, DMID R I 4F K #% L%
9 7 T e AR TIE I H 22— BN B B8 A H
T 5 B 2L 1) 41 RS AV Y DMDIR 7 vk 2 —.

FSCLAH A A A 2 — Pl i 5 0 0 N AR AR AR
DL 2. L 6 0 1) UL 4N B S AR OV 7 3
WYy 50 RO R E AR — 8 B Eh, (H RS AR S 4 R
BRI T AR 2 LA RS A R e T
WD R G WML FET, CAF JURE I v Cn )
L0 R 40 P DR 5 ) N T, U SR ATE R B VIR e LAk
PR 3 L iR b i 1 K% (HSP, JE H 2 HSP70)
RE LR B2 AEL 40 M RN 5 e T ) AR A7 2R DR R AT TR
VAR T T A B UL A P i 5 12 A0 L AR UL
R R (0 A A7 25 10 AT e vr T M S (0 sh
R, T 0 S5 b AL U 2% e RSE A g b
ENARL, WO A — Bl I R 48 NI ZE AL E T4
P IG FER R K S PR,

ARSI RS H 0SS (1) MR 42°C HE HuvA
0 THUA B IR R VLA P B A R A 40 M PN AR R e B
1 70(HSP70) 3Rk, (ii) BHMAHA 70 AL FE 2 A5 i AR
W LA LR AL (11D) WIAG HSP70 RS
FIE AT A VLA i AR RS R S 1R AR AR

1 RORHRITS %

11 SEBFHY

ASHIETU AR BT AT B0 40 S0 M Bl ) 7 P 47 AT O
f10 B R Bk R AT SRR HT ) 7 BURERE (1K
H(20.3£2.5) kg, Fwd 8 A £1 ) tiEm - HW LK
LA

1.2 kAl

NG EANAS ) Hanks Wi (Invitrogen 28 &) ); A KBS
FF(H 80% o-MEM £% 7% 3£ (Invitrogen 2 &) )
20%MCDB110 #i(Sigma 2 7)) 4B 17 0.5 pL/mL
R F 2%, 0.18 mg/mL KSR, 15 pg/mL FIULET,
3.9 mg/mL [ ZEKAR(F0h Sigma A ), 5 pg/mL 1]
KB & (Invitrogen 22 7)), 10 ug/mL 1) B- Al 21 4 41
A KA 7 (Invitrogen A ), 100 pg/mL (13 57 40 g 2=
K A7 (Fi 1 Becton Dickinson 23 &))); 2405 773 (H
50%[K] 4:1 [Flo-MEM B FRFERT 50% 75 L F 8 A

K5 pg/mL JRKFEFAN); VEEREEFEIE[H 80%[H
F-10 35753 (Invitrogen 2> 7)) A1 20% (1 4 IfiL i (LA 4471
Readysystem /A7) )Fl 5 pg/mL [F PR K8 2 4 ]; TNE
(50 mmol/L Tris-HCL (pH7.4), 150 mmol/L NaCL, 1
mmol/L EDTA); Tween20 [1] Tris 22 (TTBS, 20
mmol/L Tris-HC1 (pH7.5), 137 mmol/L Na 1 0.1%
Tween20).

1.3 BRALZH LG 43 B Fn s o

UL J P 23 R P — AT AR TE 18 A B
UL M 43 vk P SR, R A DU LER — B L
WIEE B REBEIR. T 37°CKBH, HIRRE N E
1 (Sigma 2y 7, 4% 0.14 mg/glL A LA 1) 4k 90
min. JHALEHE I 10% /N4 13 v a2 ) T 4
EH, WAHZ A% 40 um (¥ JE B 1L JE 3% (3 - Becton
Dickinson2s 7))t 3§, JFLL 35090 JJ 0 5 min.
UE % B 7 LT B A0 R A 1 TR A B i i s B
Tryptan ¥ 4% €4 i I\ 40 JRA7 35 22 5 Beph 4l . 7Ef A
AL 75 em® IS FEM(H AR nilwaki glassZy w)) %
Tt 5x10° AN T RIRAN 5258, AEREASEH AR
35 mm R FRIL(H A ZR 5 Iwaki glass 2 ] ) 4% Fil
2.5x10* A4 L (F T 1 L4 i gl £ 5 5000 ).

BR RN B SR L s A IR G k. 7E 37°C,
7% CO, MEANR R TR A, S 15%/ M Mg 1 A4
K TR AL B B IR UL 40 M, IRk A AR 40 e
T HEBAESER . HTA AN I L4 A L s
PRI FRHO M4 AR RS 3 8 KA BUT L Bs IR kKT
7% 3 RIFREATR M.

1.4 PR

AR 35 mm B3R AL 75 em?® 5535 0
TN PR R UL B T 42°C, 0.5%CO, IR T 1 1
h HJFVIR AR BE . B 55 1 UL 1R Rl 45 8 250k 0 ) 4
JAE SR T Ja SO A A B IR AL AL, 4y UL 4N e 1
PR 5 1 S5 A4 B 1 AR KR R PR R, R
PR ST MIAE 37°C, 0.5% CO, B IE 1 h, Hk
TS A IAE 37°C, 7% CO, W46 HH 5595 24 h.

15 RAPbSEE

KT (heat shock treatment, HS)FNIAE# R 7
(non heat shock treatment, non-HS) & ¥ L 41 g 11
HSP70 Rl i 5 (ks il 35 41 A4 S EAT
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(1) Western blot 73#7: K PBS Y {14 1 A 1) 5.
EA S, B iE T TNE BIEA1 . & 5% B-5t
H LWE(GEE Bio-Rad 5256 %) [ Lammeli’s FEANMH T4
121 ARSI, 1 100°C RIS min, DK PR
RHE-20°CHAF# . 4% M2 5158 i (Bradford) i,
A A ME AR A ERRAE T2, JFE S AR A
KRB A5 8% e FE iR (SDS) 2K P i It fi ik iz b
Pt AL 15 pg S A IIFEFFEAT B ) ik, H A A
Kb BB AU 22 PVDF (5[ Bio-Rad 5
8r'%), M 5% EBRYkY K TTBS W ] 1 h, A
BABRHB KPS | h K0 HSP70; 4% 1:1000
I/ BTN HSP70 55 B Bk (Merck 2 wl); il
it E A Ma- S E N, Wi 1:5000 MANERBIA
i G AR pESUA(SHE DAKO Als A+, Clone
D33) 1/ BT o1 H 5 v B T4 (Sigma A 7],
Clone DM1A). TTBS #EUt)5, 1% 1:3000 i A BAR L
A bR C LA E BTN PO E 1 h

FA ST 2 & Y6 F(ECL, Amersham Biosciences
NENEE AR 5. F OptiQuant ¥ {4:(Packard 2
], 2000 3 RRA) € I E A HT AT 0
fH.

(2) PRGN HT(FACS): FI % MUBRE-EDTA ¥
WA L2 R HS 40 i 5K non-HS 41, $&BEM A 1
17 40 B ) EE A7) 1 e 40 M s v (R CD56 I % 1%
NS PBS WG Rl 45 A 8 F A HSP70 I H
PBS ). RO, (HCUESE AT S Bt
NE YU RE S5 38 AH TR K A28 V. CD56 4
;I /NRPTA CD56 Hitfk(Becton Dickinson A ],
clone NCAM)J-T-K B0 & 60 min. XPUALAAE T/
B B 2 BR A R O O S TR 98 R (FITC) A5
. B R AR ] T v A R, (HAE T P
FITC Fric i 178 i [F) 284 TgG2a A (Becton Dickinson
NF]). BAEEAM HSPT0 Jeth; A &3 E R
(Becton Dickinson)JF7E0K_EWFH 20 min M HTikRE
BIENGIM. B1E B (Becton Dickinson ,1x)¥
2 K. % 50% T AB HU I (Sigma /A R SIE R
VEM(2)WEE 15 min, L3S PH 40 0 8 ARG SR AT A
MA—#t; ADNRBLALEE AR E DAKO,
Glostup /A, Clone DE-R11, Killl4h 4 (1)l it
A HSP70 #.50 BEbifA(Merck 23], il HSP70). 5
P 2 WUE N —Ht; FITC A d (¥ 1L 2B/ L 1gG ik

(Sigma A 7)) B R — ik a4k i /s B 2
IgG1(Beckton Dickinson A ], Clone MOPC-21). ¥4
(41 P2 3%) F FACSCalibur (Becton Dickinson 23 7] {X
SRS AN B 98 0k, R4 CellQuest %K 14 (Becton
Dickinson 2 &) )43 H H 4.

(3) ML M ml & FRAEL: HEMA) HS 4 Al
non-HS 4 e b B5 52 h 1 37°C, 7% CO, FRkirh
B AR 3 RJG TFaam.

B 4%A4E R AR PBS ¥ [E 2 412 10 min. PBS
BeE, FH 0.25%Triton 1) PBS W% & 41 i 20 min
DU R 2aE AL, ISR 0.1% Tween 20 i1
2%111 £ 1L (Sigma) [f) PBS W 5 min BL3f ] AR4S
SV B I/ BB AL & 1 (Troponin) T H 44
(Sigma 2 7], clone JLT11)## & 90 min JFEUE 2 ¥k, A
ALY/ FITC $it£(Sigma 2 F)#FE 60 min 5,
FHA R e 00611 DAPL B 4 I Fr. BAFEA
BENLIEFE 27 AALET OBOR A Fo20) 800 W54 53 71
iff 5 25 ALY T 2 (A VLA LS 2 1 Bl G e 2 ) R
(A0 B AZ B G b W5 £5) X 35K, JFFIH] Metamoph #K £
(L= Felbach, zciss) [ &) 114 R LA i fil & ¥5 2 (R0
HF P UL H i DAPT G 5 ¥ 40 e A% 250 H Bk DALET P9
DAPI Z& 5 141 MU AZ 2 50).

(4) F& LA M B R R R T ARl s
nis-lacz iz & & (A (1) 12 5 25 2 AR #5 JL HS  4i ffg A
non-HS 4il . $i% 75 5 F 1 308 2 2k I T A I ZE K
R T o R A0 8 37 . 8 T i Bl
Ja LRk, nls-lacz FRic J5 6040 ML 9 2 4 T
W E AT 7E 4 ANAHARER AL A E 55 1.8x107 41
M) 40 pL 40 f B LIS RE LS. 8 R Z S FEAH M
WAL UIIRAS. A 2%48 /K Sy bk PBS T4 3 H [l
JE 24 h, JRJEVER-2F-FLBE B L (7.

(5) AL %R B-LILBE T gL th: FRAR&F
H 5 mmol/L FALEEHN, 5 mmol/L W /REF M, 2
mmol/L MgCl,, 0.02 g/mL NaDC ,0.02% NP-40(Fluka
2~ A]),1 mg/mL X-gal (5-VR-4-5-W5|Wk-B-D-FFL )
(K 1 5 PBS(—)M A4 10 48 h. 24 h S JL (0 1 Ik, I
JAWRARZ T 5% /R SARET 1 % PBS(—)#E 2 24 h,
A, E W s B B BRI RO kAL
e,

16 RN

H T RN RS R G AR SE T o, L4
Jow s 1.85x10° Bq/mL JCS 1 [HFRC ) B fi g g
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6 %A% (Biti & Braunschweig, HartmannAnalytic 2 )
(P AE KRG FRIERE IR 16 h AT U PEARE.

(1) RULAH PR AR R I I — LA e S o (i
- Baar, Abbott 2~ ), Ffil i —A>F8% AR A R A
A RIS, IJTSEIe DX #e UL B Bk, AAE
27 “FEF LI 50 pL 75 23 (5t Bonaduz, Hamilton 2%
FEE 1.6x10° 4001 40 wL 40 B E A LA AL
PR 2 1 DU ) AN T WO b ict, 3 S s A7 T .
S BILEFER IS EE 0, 24, 48 Al 120 h I iG 4. FAJG
L 3 R M S L IR (750 mg/ K, §ii -t Munch-
enuchsee, GlaxoSmithkline, Zinacef 2 #))FIIZELE 2 K
K25 KB pg/(10 kg- K™, Fit: Mendrisio, Sin-
tetica S,A A A))

(2) BN M A A7 A BRI 7R S A BT, T
[F]— O B L B3 PR AAEE M. R 1R 4
100% 735 I 1 2548, (e LRI 40 pL (4l
M B HE AN NLAFR A TP GFL A5 To, ex vivo
To). AR ARMBERAF T 20C K. A fdbs A& 1
cmxlemx2em K /N ) ) # Beckman 41 21 % fi# W
—450(BTS-450, 1% [¥ Krefeld, Beckman Coulter 23 &)
3TCHGIRES FAKA. £ 10 mL A HLAER I
(Coulter, Beckman 2 @] )H ii A 500 puL S yEALIIIILIA
A%, TR T RS AT TR BoRL i R TR S . )
H Beckman LS600TA 114 % 4t (Coulter, Beckman 23
)G I 2 VR VBT SR AT A AN AR AS (RO P AR I
N T 1) 22 ) 8T 40 o A3 17 O

itk oA ab B
Gk AR P IR SE . P <0.05 R HIA B 1

=N
It

1.7

%=

non-HS 1 non-HS2

Hsp70

o-HEEH

non-HS3

K1

2 HiR

2.1 PRIETAL PEER S TR BUULA L H HSP70 1
FKik

HS 1 non-HS Ziffir HSP70 [1)3& kK5 vl il it
Western blot J7 KA. 1 X9 HS 411
HSP70 B 2. &40 P a5 G A Ma- Tl & E 1
FHIESE BN, XY AT 1) RV R AR

T F LA B 4 A% R T A B 8 = A
(F45 5. HS 40 g -f HSP70 ()44 2 non-HS 4l Jia 1) 2
%22 (43510 °4/(0.659 + 0.016)% F1(0.292 £ 0.015) %, P
<0.01)(¥ 2). 5t AR, HS F1 non-HS 41 Jfid 1)
g6 G S 2 R ZE (49 i) 24 (0.39840.009) % Fil
(0.40420.005)%, P>>0.05).

N TAESE R, R5E 24 h 5 HS Al non-HS 41
fur HSP70 (334 th Uit P4 A 3R AT T e, 45
FLR W HS 41 s 4 HSP70 #1335 /2 non-HS 40 i) 4
%52 (554 30.61 + 1.31 i1 7.35 +0.76, HSP70 () %%
e EL, P =0.004)( 3).

2.2 PR E Al PR A T R UL A L E JUL I 1 A
AiE

W RCUL AN B 1) 2R B0 28 bl e I 40 M A0 e
CD56 M4 EH MR kifiE. 5 Western blot
45 ] —3, HS Al non-HS 4l iii y CD5S6 F4E&HE A
I B4k, Ok T UESZ HS Fl non-HS 40 Jifg i LG P,
FAT A I T e AT A R A A B AR B T AL
FH (1 40 M e A AR KR IR A o R S A Rk
B RS h A Ot LS. TS E A-T 2R
WU R 1 —Fp a1, MOV vl i e sk brid (B 4).

42T, 1h

HS-1 HS-2 HS-3

42°C 1 h #R 58 (HS) 40 i 8L AR # KR 5 (non-HS) 40 i P4 1) 8 (1 3 AE R e AR 2] 24 h JE W4, 5 non-HS 41 AR LE: HS 40 i (1% #A4K 52 B2 1 (HSP70)
B0 2 %, ARTTR T 40 B P 45 A R IR IE TE U o B 2R 1 BOUE B 5 4 s N D02 1) R B 1 R AR AR I 1)
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%3 M ¥
O non-HS (n=3) W HS (n=3)
0.7
0.6
#O05F
-3
S 04F
7]
T 03F
02+
0.1F
0

2 A BT Ak B 8 i HSP70 [HRIA
AR TE AL AT HSP70 (R IAHE i 2 £5, P < 0.01

35 O non-HS (n=6) W HS (n=0)

30r

HSPT7089752 4 (i 4]

3 HKIEJE HSP70 ()it £ Rik
AR 7T 24 h 5 HS F non-HS il fid ) HSP70 £ 37t IG 41 A 43 7. 5 non-HS
YU MEAR L, HS 40+ i) HSP70 350 4 £%(43- %14 30.61 + 1.31 F17.35+
0.76, HSP70 HI %6 A7 5, P = 0.004). B HiT7Rsh 6 US54 A
ok 22

HS F1 non-HS 41 iig(n=3 (/N5 7% M/40)) [r A Fa
ol B A EUR E AR €, EA 5 e
(63.69 + 1.22)%F1(64.78 + 1.26)%. iX 2 Flfl & 155k
W ZE e DA AR b Ak R A0 e g LR 1 S R
b FE A B i — 3K

2.3 W

16993 75 T 0 N\ 30N R AE AR S 38 ki 7 G 4t Ak 1)
LA MR A LA 40 e, O FLAS A 40 i s 75 i
S0 UL A 8 (8 R0 240 RE D B AR UL HS R
non-HS 41 i 4% & 43 nls-lacz ik K] 118 i 75 2 4k 4 4 )
B g% 8 KJig AL FRIE P85 % 72 h, EANIRES
. BhE R . iU A RS R R k.

BATTHs Zenls-lacz# 4L (FTHS Fnon-HS 4 Hd 43 51 [
IR, ITAE 8 KIGIER. HLUEM ALY X-galli]
PEANMUAZ W BESE T & 2 P i ——R i
PR o8 B AR AR T )41 M ) 20 A R 52 RS AR A SR AT
Al oAz, FFA A WL IAAAE (B 5). BeATTJa

KRIESE BECESE T BEAT S R CIE AR ) 40 i S AT
J5s 40 I Y A A £ A LA PR A A

2.4 UL G W AR R A

AT, HSEnos-HS B NLAN U4 i Pk “Hbs i
(1) Fig e e it S A% F 0 7 16 h. i VLA A S
B[R] — PO B UL AN [ A7 &, A A8 16 AN [ I
[ ALONER 0~120 h)PETEZH 2R A, 30 3k I e 3 S b
AR (=T (R TECSR B R 0 07 A% R A B 1 A A7 R, A
BEAEF T b B2, AT & ffi e T AE MG B A 4l
M 100%2EA47 K S H. B 24 hig (S AN T A
tt), HSHInon-HSH 40 Mo A= A7 2 73 i A (67.7 8.35)%
F1(52.9£10.82)%. X = Z A1 %A 3% % 57 (P>0.2).
SRIMAERE ML 48 hJm, HSHInon-HS 41 i A A7 243 5
JE (52.348.22)% F1(22.0£5.90)%. 5 LKL, 768 Hl
120 h Ji, HS flnon-HS ) 41 My 2 17 X 4 5 &
(26.3£5.54)%K1(8.7+3.34)%, o HiJ5 5 48 h(P< 0.05)
FIZE 120 h( P < 0.01), HSAI AL A A7 38 1 2
(K 6).
3 it

PR 8 A K RHSP), LR MR E A, A7
ET A M — A& A, EATRe R34l J X Ht
B 5 I 005, TG 18 i 405 7 s R s e A 1) o
W UG UL, 40 52 B0 HOREUS 2 3R A 0 A
B i 1ok 1A AT S 0 1 e 0 U1, BRI SR W RA
o T A FE R R A A MO T B R AR AR R PR
Bouchentouf%i A\ MU I #VIR 58 1A 2 A 53 U4
Wi # T MDX /) BUG AR AE 3. RS, FRATHIE
ST IR TIAL PR RE S AR UL AN i Y HSP70 (1
PERRIR, FF OG0 1R LR e U ARG (1 A AE

HSP F i 53 o, HSP70 S Ppk o il 3 3 i
Z I PR T R 1 DB HSPAE S0 SRR e ifn 25 7
THI A A0 B AR 4 F C A Tz i B0l PRk, A7)
TEABFFC T IEBEHSPT0 AE A PR 48 B UL i AR iR ve
BN TR .

TEFRATI AL SLH 1, Western blot 25 7R HS
41 B () HSP70 L non-HS 41 o 1) /75 2 £%. #Rifi FACS
Sy HT W, HS 41 () HSP70 42 non-HS i 4 1%
2. A GBI A 22 0 2 v A PR R I vk P
FACS J&— P A5, 1M Western blot #12&—Fhf-
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50 pum

K4 HS M non-HS 40 J 4 CR £ 1 fl S0 U 0 LS AR AIE

HS = non-HS il 7EE KT FRIE T ER IR 6~8 K5 Ml ik M ALRES,

IRJE PHE MGG TRBE G IR 3 K. R 4R A1 1 4 o A gt 2 ML e £

WVE . FMTHUIESEA-T PRIV R0 4, 411803 DAPI

JONEE . WUE Z ST AR RS AR A0, (a) non-HS 41

Rl T R IR UL (b) HS 40 M & i e U, Bt x40, LUBI R
50 um

§
\)

nls-lacz %% ity o ULAn B 7 B AR WLIARE R 8 KR ZHZ2 et LR

brA A X-gal BB R DB, MIBRPIKL TN, () H

RO PR A ZARWUVE bR sd Ak B O (A0 A%, A5 H0X 10,

EEA1 R 200 pmy (b) H R SK BT 32 AR DU A AR ik e 4 41 i

B XA 5 AU TR A T R, WBEfx20, Lupl R
100 pm

120 = O #mirzmn=7) W RAsEE=7)

100 =

80 —

A BIELET R/ %
3
1
_i

40 —

20 -

M.

0 24

48 120

#BiaEEEh

K6 28 LAl S T 1E 5B BULS AR A
TER AT I3 B L2 BT, HS A non-HS 41 0 ¥ 56 380N 1 “H AR0 A M s e T SR FE 09 & 16 e (8 S2B8 TTUA(To)l, SEBRE— Bl s 40, bint
AFHHU A CARE N cpm)ic h 100%. 7ERSHJG 55 24, 48 F1 120 h, “H AR 040 BRI A s SEAN I 1) 25 452 VO3S B 22U 19 cmp {R/To I 2 e
LR cmp B, B b A 6K DT TARE AR T4 (non-HS), B (KI5 TEAR K IARTTALES). #4124 h 5, HS Al non-HS 2 8 {f) A 47 26 G B 5 M %
FE((67.748.35)%F1(52.9+ 10.82)%, P>0.2). 4 48 h J5, HS 4H M 1) A= 47 26459 31 12 35 25035 (52.348.22) % F11(22.0+5.90)%, P = 0.014), 54 ik se 41 A4H
L, HS 41 i i) A=A 2 AE o HH 120 h J5 A 3 45 2 A4 1(26.3£5.54)% vs (8.7+3.34)%, P < 0.01).
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BT, FTLLFACS H Western blot fiUf. % FEHVA s Ak
FRIE N HSP70 FH 40 Mu 3 e b FACS &, E1ANRE
#% Western blot i, Mifif52] 7 AF 1) HSP70 7K.

T VP R ILGH B BLE P A A kAR v
AR, PRSI TS LAN L P 45 G BRI CDS6 IRk,
AR LA B A il P K. 45 33 W ZE HS Al non-HS
0 Hf 2 TR 0 S I 2 S, el v o DR AR T Ak 9
A S LA P P JUL 5 R

1R P 5256 1 45 5 5 Bouchentouf2s A B RIF 5T &
— 3. FEMDX/N R, HSYIR AL 5 K AA7
RN T 2465, AT HSA AL S KGR E R
BT 3 4%, i HAER R 48 hm A R AT I 2 1%
RGN (P<0.01). FAT TN HFEH 48 h/mHSAH fu A= 4%
1) 2= 5 (5 Bouchentouf25 AW 5T 48 L) v fg J6 T4 Fh
AN, SHSP70 Rk /N7 22 53 T 8K

IRACRI T B A o RN Al e T 2 A
JRER. 40k AR IR BE G, A0 MR e B R IA, 40 e
W BB TR 5 1S S [ N, PR T2 USR], 9 140

TR

'

LRRIE

'

MiREER C MRK

J A AT AE PR TN R R I BN RAE SOE . TR A
INFEA LA R (1) AR A [ 00995 1 AF 3 ) 38
VA (A L bR 7~ Iy B ORI R AR SE); (i)
H BRI BT THLRIR TR (1iD) X 2 FPB X RE TLAH
L2311

PEARTE IR TEAL T2 A o e ) 24 hA LR 4T i
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