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Aim To package heat shock protem 72 recanbmant adenoviuses and to explore iis effect on

M ethods H eat shock protem 72 recanbmnant adenovimses was generated by enplying ho-

mologous recanbination in bacteria flow cytam etric analysis was used to invest the effect of heat shock protein 72 recanbr

nant adenoviruses on cell apoptosis luciferase reporter systan and westem blotting were used to analyse its effects on p53

T ranscription and expression Results

aged and heat shock protein 72 could enhance cell apoptosis

cell apoptosis by upregulating P53 expression
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H eat shock protem 72 recanbmant adenoviruses were successfully pack-

Conclusions H eat shock protein 72 m ay contribute to
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R R A & E MBIA F, RARBRAE&EWE
Fem ents/A 7| o
L3 MEZHBRRK pAdlrack-CMVHSP72

R Genebank # HSP72 mRNA # % 7| ( gene-
bank 5 % NM _021979), % | Priner 3 0%+ 5| 47,
EHEEHSIY S EI N XholBEYIfr &, TH5I 4
5’ 3% 5| N\ Kpnl® 47 &, 5147 F 7| 4 T: AdISP72
L+ B 4: 57 AAT CTC GAG ATG TCT GCC CGT
GGC CCG3” AHSP72 T # 51 41: 5> ATC GGT ACC
TTA GTC CAC TTC TTC GAT G3’ 4 # Fr i A /N A4
1938 bp Al E R ZRF B pMV -Tag2BHSP72 X
BRI FRR A AR, PCR ¥ 3 HSPT2 £ B H B
PCR 7= #7172 pAdTrack-CMV % 12 £tk 2 A A Xhol
Fo Kpn DX Eg 17 /5 28 A B4R, 16°CRBEBET R B
rtRFEEFE L EEAEN DHSa RZ A UM,
BTAFIHEE (50mg/L) B -FAR; w2 A7 % 47 B
AL pAdTrack-CMV-HSP72 5, ¥ A B 47 % = [ #
&, BJE BN F AL .
L 4 HMERNEELRK pAdeasyH SP72

M 7% 2 IE#H pAdlrack-CMV H SP72 A IR 4
YRV Pmel#HATAMMNE, ¥ &ENHF R TR
BMENRZTAHM E oliBJ5183 B TA FHEZ
(50mg/LYHFREZE, REBEZ DN ERIFHA
pAdeasyH SP72 il PaclBg {7 # 17 & &, [F IR & 4 &
I EE AR R = & — N2 30 kb Wy A BOfr — A
3 0kbE 4 5kb#/NFE.
L5 EHFFSE ASP2HIE %

ARERFGKA SRR Sbgl LB A ERE
H A pAdeasyH SP72 R % ¥ 9 V7 B8 Pacl ¥ L.
Ja, R 0B T 1B Wi 2 b Ak PR 4 293T 48 i 3E o
A 100 /NF IVEH DMEM 2 5%+ F 37C, 9%
B CO, 5 TRz, FaEAKEN K, LR
% Pacl % M . pAdeasyH SP72 Al I i 1K SofastiM
HATHRE. 7~ 10d)f5, WE GFPHERLIFN, F 4
EFREARBFECEF, Lkr mMinBE L Smin
FEEF A L OmL LW PBSEEHM, M -
T0CR & %@k 3K Ja, — TOCH k48 & F
L6 RN EEHBRHREEE

Fl#H GFPRAAILELARE AdHSP2H B
W Q4mLR&ZE 2934040 18 h/a, T R & & B ¥
R EEAE, & PBSHE 3K, HEARKR AN L
HATRM, AR K E KA 488 nm, K 54T K
A 525 m. B Q 4 mL % &K, %Kit GFPA M
P2, AT AT

. P4 PEX o TS I

B
Q4mL - Pzl

L7 ERRSBEYEMNE

¥ 293 M 2x10 i ALp AlEM T 65
W, 44 Q11 10. 100MO I (multiplicity of in-
fecton MOT) /R FERL, 48 hEEX L LI ME
Tit# GFPFEMEA L E 4 %,
1 8 ELHIRFE AdHSP2XHAREET-AI SN

WAL 2 0x10 BT 6L ElERR +,
KE 606 ~ 80 £ EH, Im N EHRFEF Ad-
HSP72 UL = f# % & (Ad-conto])  xF B, 4K 43 5
48 hjG, RE G £ K & 4 AR, WA PBS(4&
% BSA )P K, F LV, YT IE 48 B & Am X\ PBS 50
UL kA, BEMATIAN 700 8T 4CH E 4
B 30min 2 ke/min# 2 10 min # & 2%, PBS(4
1% BSA)#E K, PBSE & 40 i, /1 X RNase A £ 4
WEHN 50mg/l, 37CHH 30mine A PIELK
E A 50mg/L, Eig# ot 3 e 30 min F H A4
AR 48 B N DNA & &, £ A CelQuestI 4 4
MK IE
L9 pS3EERIEMN

¥ ECV3044 fi45 %] 247, Y& N A
BE N 80 B, 4 HlH A pS3-ufr pCMV T ag2B-
HSP72sk M B b, %4 )5 48 h Z Ll PBS#t 3
W, RGN B (Pran ega) 100 VL AL, EI& T 4
JEEAE 30minn FARHKMET 2)E, B 10 BLH A
RO Z R 10 BL 8% X & & B R 47 ( Pran ega) i
4], F| Lum inan etex( B io-R ad) #£ 17 4 5 & M| 7 o
L 10 Z=RENFEHEN p533Rik

¥ ECV3044 45 2] 6L F, YU FHL AN A
BEA 100 B, ARFEEHMOLY 200 E LK &
AdHSP72F0 Ad-CMV B4 . &% 48 h/jg, Al
Tk A B PBSVE UE 4 ML R, I B AR R T L R AR 4
B, BR A AEE R B, 12 ke /min PN 1 X
EHZ M, £ Smin /5, SDS-PAGE ®# k, SDS-
PAGE #, 3k /&, 2 | Al p5340 B-A ctin #9470 {4 ¥E 1T 2%
ZHM, 37CHEE 1h PBSHE% 3%, HX 15min
MANFRTEAEARICERR G(XE nvito-
gen/ F ), FEIRH 45mn PBSHE 3%, Bk 15
min BAF LA (ECL)X AR €, ERTHRERF

R
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(Bl 1), 1Xuegh JR B, 10560 8 MR s 3 3.
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KAEAR S LIFEIT PCRY Y, 45 R 2R,

LTI/ 1938 bpl H B4, %8 HSP72

R Do N E A AR R SR E A+ (B 2).

2 ERFREN PCREZE

2 3 EHEBRRERENENNE
HE4E ODug nm (VP /mL) W BE 25 5 Fi 75 25
W, SR LW, AdHSPT2 I E N 1 8 x 10
OPU /ml, Jyidt— D He I AR X ECV 30441 i
(EBR M, DA 45 7 AdHSP72 4L ECV304 40
. 5K, 4 MOLKN 200, 25 90% LA K4
il GFPFILPATE (B 3).
2 4 EEBRFE AdHSP72XTRARE T RIS
TN MO 45 SRR, /£ ECV304 41, Ad-
HSP72 7] L BA A2 b 20 08 T, th BARR AGE 1 R T
Go /G, #H DNA WE[#)3F. —f5 1k DNA I, T2 46

LHEA Ad-conto) FEAN AdHSP72

AB.C.DZMIARE 3 d 5 d 7 dF 10 d GFPHEYGTE £

Do , MG BRI A TR 15 Mo, A
FHT-RERAEEN (P<Q 01). £Y HSPT2WHE
IR A TR A ECV AR K.
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2001%

25 p3ERIEMHMLER

&Y AdHSP720] LA B AR ECV 304 41 il
pS3MI LRy P, 5G] IR B A d-controlZH L
B, ERADFEM (1538 51226 7L 275 8 1228 6
Hg/protein P< Q 001).
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blotting Kl T pS3MEE ARE L. FRERY, 5
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i (E 4).
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RAE— R AR, Horh HSP ) B = 4% 1
—ANEEERY . BT R RN, HSP72 556 095
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AER, B %% AN HSPT2 Al Re {2 ik 40 i V& T, A
MR AsRAD . (B8 B 7N L a] 2 2 40 A
TR, L AT fe 2 dl gm0 7, R hoxt
T AsHf, HSP72 75 A s+ 21 JiS A2 $0 il ) T30 A2 e i3k
BT IRAFAE S

KT E AR B AR ) %, (G TR
T4 B PN (R R L ZE T PR AR T . SR, IX A VR K
WP B, WINFEM. TEER, LREAPK. &K
HF 2 A SR FH 41 B8 PN (R0 2 4H 3 ok i %% HSP72 B4
HiR s B AR . 5 At R A TRLR B 2H v BOAR A X A AE T,
PR SR S 2 G T ) Y05 2 4 45 7E AN B N 52 R,
220 126 %5 58 (1) B 4H 5 PR LR DNA F% 9% 293 41 Jig,
ARSNGB RE . X PP VAR s 2 B e o7
TR DRSS R B . B A S A AR A A 1
IR A (R YR R AR AT R I e .
YR N R R B R X — I REAE AT P SE . 45 R
FW, A i sh i@ 7 HSP72 5 4 R &, Hl
FEIEF]T 1L 8x107 OPU /mL I HM & 50w 25 0t

M P R4 R ECV 304 SR AR 5, B e iR
REIEH] 90% o

RS2 58 SR FH U 240 B ASOR: N T B 2 i B R
ECV 408 - i 52, 55 BAH B, AdH SP727] LA
B SR T, T 30N 46 D%, HSP72 1] g
TR A MR TR S ECV Al A K. BT
P53 /& — A 21 B 1) 0 5L IR, TR0 iR O i B =
BAEH, e e A E . i — B R
HSP72/2 il it 17 pS3 IR IA R HE 40 R 1,
KA EECIRE RFLI T AdHSP72 iR 8 /8%
Yo ECV3044HML)G p53 B i AR 4k, 45 1 &
7, GIRRYLST IR IRR 2 A d-contoAAH LB T &, 8%
ge AdHSP72 7] LABH AR p53 1) 4% i v, R
HSP72 0] RefEH% S KR pS3 IRk, #t—02k
H westem blbtting £ 8 H/KFX p53 KK FHAT 1
R, G A dH SP727] DL B AR 4E i p53
MEEERE. DL R REN HSP72 7] feid@ it b i
pS3MIFIL, I HE ECV304 40 oA T, M {E ik As
R

AT RFHME N R EHE R AT
H SP72 1) 8 A R 88, #8107 T HSP725%5 4 e 8 T2 11
S, it — D AR e O (1 RO ATL R B T A
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