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Heat shock protein 70: biological function and the mechanism for its function

FAN Xin, PENG Ren*
(College of Life Sciences, Jiangxi Normal University, Nanchang 330022, China)

Abstract: Heat shock proteins widely exist in the prokaryotic and eukaryotic organisms, the structure of which are
always highly conservative. They are also known as stress proteins, which are induced owing to the response of
organism upon stress condition. As one of the most evolutionarily conserved proteins, heat shock proteins 70
(Hsp70) is the most abundant heat shock protein with the strongest inducibility and many biological functions in
cells. It is thus also called the main heat shock protein. As one of the main components in cells, protein is involved
in almost all kinds of biological processes. Hsp70 family members control all aspects of cellular protein
homeostasis, and hence Hsp70 is one of hot topics in researches all the time. The recent studies related to the

biological functions and molecular mechanisms of Hsp70 were summarized here, the future prospective is also

presented.
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Hsp70 Dj 58 CBYIRTT N M IR g RE i 24597 V2
M EER A Y N T 75 FAE Hsp70 (15 R AR
FUIRE, FeiE HAE LS A0 )y K. Hsp70 #
B2 i v 22 A 2 1 o 7 2B B S o R i AT A
WE & SR 5 L) R 1 PN B R T R K A R Ry
BRI 25 SR SEILIR), TTJC A 1 25 FURE TG 34 ik
T AR SR AN ATP 25 GRS 56 A ADP 45
AR A B e ¥ T Ok 5, PRk, ATP 256 FKfig
st F Hsp70 ZHEAEY FThRg & 6 EE 1, ATP iy
PEIRN T 2589388 1 (J domain protein, JDP) ZX %
3L TR TE ], Hoks Hsp70 $E R RY), R,
%A R A 4 IR - ¥ 8 Hsp70- iKW 2 61 1) 75 i
HASL 7 AR OB B B

1 #IkEEHSHspT0

1962 4, Ritossa 7£ 5L 1 )y ) M R o B0
PiF YR U, S % T ARG ik R A
WER, G T ARSI T 0 I8 PR R K R
MTIEAE RLESE AT CAnFA i) 7 A 1) B E BT
NRMEE A JERIRZ LIRUER, Hsp70 A k7
MNP e, - AR R, amBiERE .
B, AN MR TR R (. fE
B BANERSTE ) YL W (BRI ER
TS AR FEWUR . JEAESE ) MBI T e
Tk TP, G RARGER Y, BEIESUIERAK T
AL DLORFF 8Pk 5 ) 4H M 52 2 s B8 7 B PR AR
DA K Atk S50 R0 S 4R PRAE T . AR I
PR B A% B RKANANFE 53 AL 5K
Hsp110. Hsp90. Hsp70. Hsp60 LA f /Ny #HpR 7
EH. KOFRIRTE B & ATP {BWE 75+ 1H15
NG IR T AN ATP (107 sGEEH . HE
H, Hsp70 78 Mk 248 B A 21N K B B AR A
A R, A R ORI B . DnaK A
NIFR AR ) Hsp70 036, 2RI T 5EZEY)
Hsp70 £ 50 % K2 LB 7 5 RIS, [N, AR
i Hsp70 BA KU A2 DR, Flln, 1556
A& N 1) Hsp70 AT LLEE N FL30 W0 4 i Hh 3k 5 Be A Ak
HAR I EA e 52 AN . Hsp70 AT 430 4 2%, 435
N2 R AR 7 B 70 (heat shock cognate protein
70, HSC70)~ 175 578 Hsp70. #ii A1 H R 15 82 4 78 (glucose
-regulated protein 78, GRP78) M Z& kit Hsp75. Hrf,
HSC70 fE4IAE A e Rk, JF HARIEUS th A Al
G, B A R & A N AR A R A
1EM . 5 HSC70 AR IEHIEOL T, #5524 Hsp70

FEEVR N RIS R, R, HMEEMET,
RiBERPOEIE N, EEERE> THIBThEE, #E
fig 4 &5 8 R I & 0 E A B P B IR A 3
GRP78 A7AET PR R A » 78 24 RLCH O R AR T »
B 52 AT N P88 20 P P9 B B I R, T o A
Hsp75 HEATLRAN, 2 5EARKZHmAT
B, B2, MRS T RTINS AE T A
A A2 AN, T IR T B A SR T 2% (1
O R R AR L AR

2 Hsp70{ER#HLH

2.1 Hsp708945#

Hsp70 Hi 45 kDa N &K i #% 1 1R 45 & 45 14 35
(nucleotide binding domain, NBD) F11 25 kDa ] C K
Uity Ji& W) 45 & &5 #4318 (substrate binding domain, SBD)
1. NBD B A 454 FKE ATP [IhRE, HFEA
P25 e 3 (1 A0 I0) 2R, A AN 45 4 3 St — 30
Iy 4 AT (AL TIAL B, TIB). £E 1111 3 4
W SE IR 4%, RS A s T 248 MR
#. ATP /K% ADP 2> 5 NBD [ G R A28 1k
SBD A A5 J& W) 4 H B K M SRR A ELAE
SO RYIIE M Z k. SBD i B A RWEE A5 B
Je JZ 25k (B-SBD) AR % 1 15 6 1R 4T S R SRR
JIH M o 8 75 45 14 1 (a-SBD) 2 1. SBD #
NBD i it 5 177 5 7K 0 v B AR =T IR R He B A LI 42
Hsp70 i# ik SBD 54 E 11 A 150 5K VK A B i
B 4G, MmhBIEA TS, MK &R
(BT F5 2 1 NBD 1 ATP/ADP %4 T Bk 5l i 2%,
[Altt, ATP 45 & FIK iRt T Hsp70 B47 2 Dh gkt ok
BAEH
2.2 Hsp705EYHI1EHR

Hsp70 K5 T HEABThREII G4 2 /b 7E T SBD
IS A& MR 2 A4S . 75 NBD 5 ATP 45
A HRAE T, SBD W45 & i ab T TF iU &,
0-SBD 5 B-SBD 1t 73 B I T NBD HAN A [HI
M A8 73 SBD S JE 40 77 A= I 55 AT AR A8 #6 5k
K. Y SBD 5RWEAE, ZIRVA BRI
fREE 1 JDP P E/E N, NBD i) ATP /K fif 2>
W, AR ADP, I SBD fZE1E 0-SBD “3#% 17
KoM, 13K 5 SBD B% 454, N SBD 5
JEVIHISER 7 BY, Hsp70 HIEEAAR G AL LI T
Dhe i ARG i TR E A R dE IR R
o MHMEBA TG RG, &%ERAZ#HET
(nucleotide exchange factor, NEF) 7] DL {#f NBD & &
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BT, HBhT ADP fRE RN, RN ADP 5
Pi i 45 & 245 i ATP, L) Hsp70 4T JFJEM 45 & 1
85, KYEARERER (D, ki@ e
71 ATP 5555 A1 71 1¥) ADP %% #4145 Hsp70 #4)
FRARZMNAHES) T Hsp70 5 5 A/ FE3
.
2.3 HspTO5ERPMEREREFRHS FHE

Hsp70 3L 7 FHEIB RIGEEM B NGB S
Hsp70 W [ R EVE R 7> A48, eRhERZS5
X —AN 58 Hsp70 5 IRE G I A2 2 DA
Al . 25 Hsp70 X ARz 3L 7 AR AR
%, ¥EA3 K.
2.3.1 JDP

JDP 31| ¥ Hsp70 ) ATP [ 3% P & IDP f) v
Thie . BT ATP /KR BB fil S 9 45 45 i F) 1A
A LA G BB e, 1 ATP 7K it 72 K 22 3
Hsp70 " ATP Fff 71 34 ok 7% o (% BRs D 0%, B Utk
ATP JK fif X3 12 4 A 15 BT 5 () Hsp70 175 P A a] ik o
SRR CURIE ATP /K358, (HERI¥HE

Substrate binding site

Wkt NBDXIM(IFMRE A X): K. Ee, &
#ENBD S SBD; 440 o-SBDXI(GRIER T): G
B-SBD (KA RME G rl): #Hth: ATPFIADP; fHLL(h:
JEH

E1 Hsp705 RMIMIERA~EE

SRR, RO SR AE AT SR AN e SR E) Hsp70
Difefa*t. 7T JDP & 5 Hsp70 1 ATP [ 4544y
SR ELAE AR S BRI T SGE R, 24 ATP 45 &0,
SBD {5 % /£ NBD L, 1fij JDP 5 ji% 4t 4> 1 f 5 7
NBD 5 SBD  [a], i H AR 55 1 T 25 8 3k (1 7 A
¥ NBD M SBD H fif #, i ATP (17K f#, X
BIIsE R 2, K24 Hsp70 AT 24> IDP f}
1B BARIT MR, JDP FIhREE A k2
il ATP /Kfi#, JDP IRBKE) T Hsp70 76 &Fh4i A
AL FE A B2, (5 TDP UREN Hsp70 £ 3)
REVESIE R b2t T TDP 41 P4 (1R s A N 5 )
HASGAWRETYE, ST Hsp70 SEAEHE AR5 2 1)
JRMZ K .
2.3.2 NEF

NEF {4 Hsp70 (1) ¥ [F] 24> 1 48 £ 2 2@
BEE it ADP IR, N ADP-ATP A2 4 K # 3LAE
FI B, ATP B 963K 1 F2 2 $6 78 ATP KRS, A
] ADP 5 Pi 54 H £ R ATP, SBD HJIK¥I4E &
JE ST T RE IS A R, ST @ S AR 46
PR, R T, RERIAERE T RY
BEBURIE 2, T NEF G845 € £ NBD (1) 1B #1 1B
T b, Hl¥ NBD T IT 45 & %44%, B ADP, M
i A SBD R i 2. GrpE 1 41 B8 v i
— [)—F# NEF, HAEHBFAHBNEH. GrpE H o
e — SR S5 I8N 5 Hsp70 [F)35 4 DnaK #H F.{F
FA B 45 A e o R S5 MIIRAE C R B R
A VU 02 e 3R 250K 35 il W2 e 45 K, 7E 5 DnaK [
NBD S5, B 45 N B HIRA &R 1,
i {# NBD @ if 1B ¥ [X 35k ¥ e % ifi 47 HF, X Fh
NBD # G K K> 7 H R IR 1 77, s
TREBRBIFEE . 0 = B ORSF I NBD B4 B,
I R E B ] DR T IB i2 3], BR T
B 4itt)Ig 2 4k, GrpE 64y 22 FF F1 M N K i il
A BhT DnaK 454, PHIE T IR 5 DnaK JEE
EMGES, RE T ERGEAR R ATP e B0
2.3.3  JKE & 45835 (tetratricopeptide repeat, TPR)

TPR %, fu4% CHIP, HOP. PP5 &5k i, iX
Be 3L FAEARXT Hsp70 Dhfe i 17 JE 5 H 2L, Bfi16e
454G Hsp70 (1) C RimFEA IR 55, MEE
JRE G A T — ek e A ER . b, CHIP
&P SRR A R B3 2 K IERERE, REgN
il JDP ] ¥ () Hsp70 (1) ATP B35 P, 24 Hsp70 25
G MATT AR A, CHIP Klid E3 iz K
TR FC PR AR B, HOP S —Fh U 3R ik 5 4 45 Fg sk
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WA, AEUERE G Hsp70 5HILFEIREF Hsp90 [IAH
HAEH . PP & —F{E T Hsp70 M HIBE R °
2.4 Hsp705 EK1ERRIEEFEANHI

g3 F R S S I AR ) 5 D) RE KRR il X
Hsp70 5 JEY1E IR ENLE], BLE g TRk
FEHLH (conformation selection mechanism, CS) 57
S LA HLH (induced fitting mechanism, IF) 1X P Ff
i Hsp70 5 ¥R 45 A A Sk BEHLH BY. 1
GIRFENL A IAH B3 A I A4 b Bk ode E — 44 Gk
ITEE Y, T IF HL S — BRI O 20456
— Mk, N T IX 5 CS AIIF HLE, 755 EL
MZhJ1% . B 1 e CS HL R AR5 e 1
SEEH, LIAEAAES GRS, NG
RS AR ZATIRE, I Bidid 3)) /) %
FUEHEASMMTE . A E Hsp70 Wi 5 k445
A, BTN GOR] FREAL A ik B 5 A e e 7%
T ARV I3 R IR T B B N A& A H Hsp70 5 74
A RS AR A R R (o SRR B TS ) 1
GBI, b g R B A 145 A 1S DL AR A2 DA
CS R&ia LM, X 7 CSHlLHl2 Hsp70 5K
Yt F AR s LA B0,

3  Hsp70REFIE

FENEEARAT S, 30 3 i A 9 AR e B
F 338 Sk B He 77 1 3 B BR R AR B B % (heat
shock response, HSR), HSR & —Ffif& 4t & 44 1) 41 iy
TR AL B0 1 v 20 it 7 38cA53 493 11 5 Sk 40t oy
ARG, AR T R e 8 240 i A/ B PN A 1) SRR
W, 4RSI EEER Y. 25 Hsp70
S W A #VAR 78 K7 (heat shock factor, HSF) Al
PARTEEE A FEE BT #RTE TCHF (heat shock element,
HSE), i #% 3% J5 iY77 5 microRNA %, [FIK,
Hsp70 HI#H1ELAE S Hsp70 mRNA [z € P4 55 [
R e S
3.1 Hsp70EE¥RET

% 5% 72 M DNA AR 7 A2 RNA ) ¢ 8 41 i 1
2 M. Hsp70 % 52 # il Hsp70 Rk () 32 B0 %,
Rk, 1R R s LR 2,

EAEN S L, HSF 5 Hsp70 454, LG
TR AR T A T M s . AR RS A A
7 () HSF, HAS A (1) HSF 78 2E 44 Py (0 1 ) 22 531
R BT LGB 4E 0 HSF 4 3 F, 35142 HSFL,
HSF2 J¢ HSF3. {7l Ui Nk A ka8l g, HSF1
23 FHIRW () I 17 1 B AR AN g v FE B R AL v M =

KAk, 5 HSEZ &, £ 5 Hsp70 ¥ 3% 1 45 ™,
HSF2 [ 1E F o E B A e g 2l fE, 2
S50 oy 24 R AR . BT E RS R, Hsp70
AR A A B A T B A SRR Ty, R,
i 8 H 22 55 HSF 5e.4+45 & Hsp70, {84574 1))
24 HSF 454 HSE, 313 8 Hsp70 [ %6 5%, 7=
AT ) Hsp70 &5 HSF 454 ™,
3.2 Hsp70EFE®FEET

microRNA (miRNAs) 1A — X 5%, 5016,
WO 5 e B K AE /N RNA (K JERS, 20~24 4
ZHRR ), AVZHREMN, HAE Hsp70 M55
KPR E AR Y, NOXA /2 B i g itk 9% 2 (B
cell lymphoma 2, Bel-2) %k o B A R 08 T2 4E H /1)
BH3 [0 — il b2, 5 NOXA 4 I8 T2 1F A
CDKS5 1 g —Ffr={ S 7Y 1) 441 ffa J) B 2 1 036 12k 3 Il
(cyclin-dependent kinase, CDK) X Rk i, AT A4
PAFFE R I T, XN OIS T I 4n i A
A EORYHER . CDKS #1771 i 45 AN # 0K v 251 e 08
I8 I P X miR-23a 314 K 15 i NOXA mRNA &
H NOXA R R, it A& CDKS s 7# p35
Ko G AR i K& Hsp70 40 5 B 08 55 4041 751
H1 R % miR-23a A1 NOXA %35 (1) 5% W, 1E
CDKS5 3 14 52 Z 40 1] 11 264+~ miR-23a {13 &%
IEBH I T AR T, Xk JR W], CDKS ik
miR-23a [ A B f5 1] NOXA & B fihxt #ifs
S TR FUE, Hsp70 B AE & Thae I A T
FLF BT N B S 1) CDKS #40#),  BH 1E NOXA
R VN Rk Ah, EANROOIEA L, K
P miR-1. miR-21 F1 miR-24 7€ &k ifil f5 tHGE % 11
HSF-1 il Hsp70-1 "%, T 24 miRNAs A] L[
TRAFER, B miRNA SR 2 AR, B,
53 B AN TRl miRNAs £E #pR o 8 H 2k H (1) 717 6
A7 BT ) B AR S B e SR R A
3.3 Hsp70ERFEEFED

IEH# 15T, Hsp70 () mRNA IR Afa g,
TN EAHTHES 2. HAERBELT
Hsp70 ] mRNA 741, KIAEH 3 mdEfieX &
oAU BlcEE . e B DR R S T BB % X SRR
IR BE I IE 1B LR 9 Hsp70 mRNA [ 7€ 14
TEN B E R, 240 H N At mRNA B A BB A
{H TG ® 3, 2R Hsp70 FJ mRNA #1 K & B 1%,
WFFE ORI, X JE K N 7E Hsp70 ) mRNA 5" 3 4 #
XA AR AEASIBRAM T SR T4 51
REF A, EAMEEE Hsp70 mRNA 5% A SE & M
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AR SR Rk, N 3% 5 Hsp70 1)
BRI RS2 H mRNA [fFe e V3G 5 S L e B4 .
3.4 HspT0isER 1K

B AR HSF1 A4 A 2 41 i A % ) Hsp70 % 1
MEZE A, HOA UK, Hsp70 R A2 1
T Hsp70 35 PE 55 — b 2ok ™. ok 78 11 A
YR Hsp70 EICRILT 313 NEERY), BT
FFEBEER T A XIRBERR AL S, Al S5
P 45 G I AR AT X35k 1 J 5 A 45 A A AR IR X 3 2
X 48 1 ) T36 1 T38 DL K [X 45, 2 ft] T492. S495 Fl
T499 1X 5 ANl R A0 AT 5515 8 4 A £ AR TR 9 1R 3
B 5. Hsp70 B B A6 vT LA 5 VF 2 88 2L 10 40 i ik
2B BARnE -
3.4 R AR A

e B R, Hsp70 fefs 45 & 55 G, 1
(12 o JE B 2 1 CIn3 (AR . BT Cln3 BB 9
i —/NEALL JDP Hr ) T 53, {2 53R Ydjl
e e 454 Hsp70. 245 Hsp70 454 1) Cln3 #% Ydj1
B RGN fut%, IXEh 4 M S R . 48
M G, #i1m S B b 3= B2 G, B 1) CDK % i,
T R B %52 Hsp70 | T36 MR AbiEh] . (EE IR
= WiiE], CDK #% [ 1t Hsp70 ] T36 £ &1, S
Hsp70-Ydj1 f# 85 A1 CIn3 %R, (E4HMfEHAE G,
VS AL . i AE LR T RS, AR
TAEM L. L3P, Hsp70 [ T38 fif
BB A 2 B A R 4E i E R
D1 FRRE IR AR J1 32 145 5 gk B,
3.4.2 BRI AW bt

Hsp70 i g Ak P A1 5968 41 1) 26 K AN g i 5o e
SEAL ST T . Hsp70 76 Y288 {7 s L 1 i B2 AL ]
BEAR Hsp70 X es 2454 FH s e 1 S f0 g, 875
UM 0E N, R P 250k B 25 e 4y
FIFH SRR, 3k 75 Bk — i e A SRR A F0 25 1
RIS 5% . REAK, 1EIEK FiiE Hsp70
(1) Y288 A pi b Bl 2 A PR A L Bee 0 e 248 o ) e 24 12
A RE RN — PO a7 A AT B
3.4.3 fE#EHsp70 R4k

— 5 5LR , Hsp70 LA AR T 3047 75, Hsp70
M ZZAA R T B E B RS . g G4
RN 2 o A5 R IAE W FLAN 4 P9 Hsp70 | 1) T504
Br SRR A RE B 1T Hsp70 — 584k, FHR i H B R
AT IR R E S E D,
3.4.4 AT Hsp70J&YE A Fa E

fE Hsp70 K C 2K i (¥ 3% ££ 45 HOP A1 CHIP 7%

fE5 Hsp70 W55 4i 6. IEHIEOLT, 24 Hsp70 25
AR A —FOA T AR B AR, e iE
B AR XA I 8 B, AR AR 3L AR AR
CHIP R 4E H ZA/EH . Hsp70 B 4 ] 4% HOP 1
CHIP 5 Hsp70 (45 & 1% 0L, A& 23 15 Hsp70
JRPE AR e ERER . 24 Hsp70 [ C Rimdh &
SERIIE B T636 7 i K AE B IR 1 2= F B Hsp70 &
HOP LRSS 19, R E A E M. X
ol 18 A4 4] e 2 T 2 sk 55 3L £ 45 HOP &5 Hsp70 1) 45
&, JnsiE CHIP 5 Hsp70 45 &, {15 CHIP K #%
TEH, SBURYIE A b ™.

4 Hsp70EY)FINGEE

Hsp70 Z 5400 iIE & A K KB Mt #E.
A=A P9 ) Hsp70 BT DL HIAS [R] 6 B2 A R 15 5
T 3K e AN [F] B2 2% A1 15 5 7= R 1Y) Hsp70 22 FEAN A 1Y)
X3k RIEER . — ROk, 5S4 R0 Hsp70 B
BUF VAR -

4.1 SFHEIEE: BOWEARTE

Hsp70 1F R f 8l (1) 7> TR 1R —, Rei A )
EAFTE. EERREATRITELES, Hsp70
WIE AT 23 B 1 SR . R HETE R SR M 5 DL B SR 4
AR AR AR E YT 4% 3 5 P, Hsp70 7E4%
VRl LOEASY NS chillY Y& [fak 4= Dl Rega il
IR A S R btk 1 E AR Y. kA,
Hsp70 i& Aefs fil— Seqi fg b (&R A 45 &, T h R
15 52 LA i Py E R
4.2 {RIPLAAE. IESRYMARMT T4

Hsp70 /=4 BA SR, BEAMUAE RS
TN A, MR T aRE, F,
Hsp70 tHH A5 28 YR 52 P o 4 i 78 J5 b 182 J0R) 075
7R Hsp70 AN BE 3 555 241 A T 12 ) 10 T 52
PE, 2 3 A T I Ath SR R I 52, A
T %o 40 o 7 280) B e 0 R 1
43 IHEBDATIEA

S ML T — P E 2 o R R A 1) = B AR
PEAET . TEH IO 40 ML T2 BT LR R i B —
IFCEAR R B A, X TS RE. K
B4 RE B R AT Bl 6 B O 4 AME
—UOR RN, iR SR TN SR
EIEH AR TR, SRR AR IE R 424, Hsp70
ST RIEH AN A TR R ©Y AR e
AL 3 SR PN TE 2R A A6 1 0 T R AME BB T 2 AR R T
PiFh, Hsp70 {E N —2a KP4 i - s e
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PR T @A A2 Y, —J71 Hsp70 i i BH W 4
LA (1) 5 A5 I T BEL BT 28 A 375 £ R0 (2 8 1 DR 17
e 7, 5 — 5 T Hsp70 #HIBE TS 15 S= 59 K
FET- 2RI R 1
44 IMENIER

A — AR B AL B A RIS 8UE
HREEERA T, TP RZHENEAFE
MR AN TTAE SR, KR 43 AR 03 A0 23048 440 T
S FRAZ R Y R R R AR BRI R GE R VY. R A
1 R4 FE h 20S B ARG A 268 H A4 P AP A
Ho 26S F I EEAR H 20S 1% 00 F1— AN B N 45 A 1
19S WA TR, XS 7 0] LT 292 AL E
R PIR BRI 45 A . ATP AR 25 2 B Al
Yxiia . 208 EAMAKEREYRENEA
i, 5 26S & EBEARAM K, BRI ATP Mz &=
ettty MR T 2 E AR, Bk A e
TR R, el &R, TEAMPIHET, Hsp70
AR IR AR R AR R, IR B EE 26S
AR % 208 T2, (45305 2 208 8 A B A3
P B AR A A B T 1 R
45 wEEMR

Y1 B P4 1) Hsp70 75 8 (15 P i p fe 7 0B
. 44t Hsp70 4 & BAE 9 MHC-I 73 138 X &2
B R, B R shae U Hsp70 [N E &
P JER 0 A S e DR ) SO0 B 2 g R A X EE e g R T AR
H, e RERE @ A M N P 2 R 4 A
JER JEK 1 B 0 70 2438 7 1 28 B 25 (R, BB LA
ZARA T 10 75 2B B A E P T Ik B A )
MHC-T 5383845 IR N I e K 5 38 M 2
SIS (R 5 8, T R IEGL Eg T,
RIEGEGTER, HS5RRANEESESER S
925 A MR TEUUE 8 B M IR 1, AN T B84 im0y 1)
Tk, SEGEAZ R A 5 RIE R PO S U
Rk, &3FH Hsp70 [ Ge SR, HH7E Sk
IR R ERRAE F A+
4.6 Hsp705phiE

ANV T HME R EL I FEF, Hsp70 SR D
HG Y0 M SO s e v R T R A R AR AR R
FEE DA T XA B KRG A IRIRIE TR,
TERRE A BT, 7 R i i rp DU /K P R IA 1)
YR Hsp70 2Rl & RIE, (et
J s A AN g T U R, Hsp70 RN
iR R AERIFER S TEEUEAE B A TS 7 MR AR
B A T @] Hsp70 75 A AR P 3R

B, WEESLGURTIRYE, A O R 5
Bt, Dk, Hsp70 §IH B AT e oty e
SRR,

5 REERE

Hsp70 BA 2 AW #ofe, X IEH ML
WETEDEE A ERRILEZ, BTN
Hsp70 424 548 BEAN BOR IR DA 5¢, BRIk, & mT
B S 8P I [ A EER 5 ERODR 190 DA K 25 P B 11 2
YibrEN . JTAERNT Hsp70 BRI 70 32 B rh Tl R
BR2AWETE, EAE Bl e e M X — 2 B 2
Al A RETAEMAR K, WMERRN D T HA
Mz R g, o AR IR Hsp70 4217 R4,
1 L ORSF 1) Hsp70 25 Fh b Shisi ik (1 A~ [ il oK 14
W22, HspT0 Hh Y288 i s ok R AL A1 25 i R
RN 538, Hsp70 fEHUH TS 55 S & a
SO AR ELAE AR AR B LR ey & 4
JHI e 2 SO0 B P 5 — 8 B LR B () RV AR T AR O
SR, T DATIHA AR ) P AR AR W I 2 1) 7 A
BrEoR, IngE Hsp70 RZEREET 7T, B0 EiRIX
SERL I, R 24 AROR — BRI HR YT SR R 8
BT LA o

(& £ X #
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