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Abstract: Breast cancer incidence is increasing year by year in China, which has become the leading
cause of death among female malignant tumors. The survival rate has improved with the progress of compre-
hensive clinical treatments of operation therapy supplemented by a variety of other treatments. However, the
advanced-stage and recurrence are still hard problems for clinicians. With the rapid progress of research in
cancer related genes and the application of targeted medicine, gene therapy shows promise, especially in ad-
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Je 2 Mt A BB IR A TS T
KRR T %I T X IR A pg & e 1
BAAIYEL Y2 0 1 ) H VR L PRI herpes simplex vi-
rus thymidine kinase , HSV-tk )/ 5 % 55 ( ganciclovir,
GCV )BT % 5 ( acyclovir, ACV ) 205 ik Z 19 [
AFEHFRYE . GCV/ACY jfid HSV-tk [ ARk 1F
A R iR R 2, 1) iR 40 i P DNA 22 R i v
S0 TR A AN AL K o Sacco 452 Sy T #
FUHEE R /N ER( neu/HSV-tk ) A %% B LR /N B neu ) 3T
HEATFLNRIE UM L5, Z )5 F GOV HEA TR TR, 45
F IR, GOV IR R WU PR /) R firh 98 A ok
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AR, Ttk B R PR/ BRURS iR A K TE R
UESE T HSV-tk b3 AT DLy s LR 40X GCV 1y
fJUEE . Shibata 25° ) FTH 2 FL ik 5 e HSV-tk JE A
FIAH GCV 1, gk — k5 HSV-tk/GCV /97 7]
DAAII LRI A, IRk CL 5 5 A R 5 3% 2%, %
M AR T

IS Bk B 22 1) B R R IR R Gt e BT H
TR MG R IETF - AQ4N( banoxantrone )& — Fit 5
VT BRI TC #5 25 WA, 75 = S0 i 41 2 a] LA
WS AN EE R AQ4A, 1 il i Jed 240 S # b S 44 il 1)
WPE. Albertella 255 % 32 {51 ME g fih g 58 2 ( 4045 6
LRI £ 3 ) ko FH 200 mg/m? il AQAN, 22
JERTIZ5H B, T IR e Vi FE 1Y) AQA TRk b 2R A
TEM IR 1 2, AR O W Al 2 b & s AL, R
AQAN 2P Ry 2 A 1) A R FEBENAITHIZ
2 BEERRAR

P S RS HLIA YT AT 38 2k 400 ) Do 2 R o e A K
SRS T RE P AR R AR SE o S MR A T D
I i R S T B R DR O o 0 o) s 3 A
(19838 SOH = W A= 2 % e ] LAGS B03a YT e 1)
Hi. HEMRRZ WIS R AR R AR
KT 3244 2( human epidermal growth factor receptor 2,
HER-2 )3 K, HER-2 2 [H X HR c-erbB-2 A, Hy~
1 et ik 5 2L R ) & A R RS SO R )
R IR 25045 5o Herceptin( #5E7T )2 E
NPT HER-2 SZARMY S rd BEHTIA, & T 1998 4F i 3¢
Bl 2 S B R v b Herceptin 7] F
HER-2 5 [H] B 2 15 9 2L o FE 2, 0200 RO aA
35% . LTI Y KA R A
FH AT LA R 9A 97 1O A RO JE K R AR A i)
Herceptin {4 —F 8 [a] P 3 VAT 2590, BF %1 2%
13 HER-2 i A BH A A0 14 ok g 400 J , T AS 52 ) 1 %
ALY AE AR, o HER-2 A ZL AR i i 5 P2 41t T8k
AR RERIG PRIGYT 7 i, 02 H AT A sy (4 58 )
PURIRIT OEFETE 5 o BT 000 Jir i 2 DA A 3T R
Ik R A BOIR T I8 AL 4 A I R A T R
p53 PR A 5T de 22 RN A R TR A I — ol 4100 9 2 A
SR pS3 R 58 2 or ST A i 2 Ml 1] 1Y)
T . SRACHY pS3 FEFIAL G p53 s 1% 1
()2 IR A M T e A L DT Fl 40098 25 R 7 £k
R o AESRAE R E T, R R EAEAE pS3 HEA
SR M AE FLIR IR B35 b, WA 20% ~ 35% I L) AG:
) p53 ZAK T, pS3 B R A S IR K
VR MBUS A RA K Dummer %13 3
FERFHEAT T p53 FPNAYT By T 0im RS, &
D 2 AR 3 7 B A= 7R p53 L [ AN FL g 4

UGG & T AR PURIRN o 5 [F %2 fl FR 8 0E o0
X2 pS3-H ks 7 il i advexin #EAT T FLARIEEIG YT
AR AR, WEEE advexin 5 1 R AL 7 25 4( Z2 V6 fily
FE BT OBl X R e B LRI AT R &
i 4 A H BRI, 90% 1Y 3 P i 58 4T
R ER AR

BRCA-1 J& 55—l 5 7L 3 8 A 45 11 56 & A 3
LN R MEFLUIRE A 5 T BRCA-1 3 KB
HREIL 90% ", XM F W LA pS3 KR,
AR AR, Liu 45 R T —Ff BRCA-1 JE [ B
WA B SRR, 2R [R5 4 BRCA-1 1 pS3 JE A
(5878 , Ay T A 2p ek 5 A28 BRCA-T JE DR it
A AL EFLIR RS, 80 A B 4RI JER( -)
B R YRS AR B A SRR e, B E T
BRCA-1 35 [R5 b 76 A S LM g & 1 e v A 1
$7% BRCA-1 LR FR 6] 34 77 A3 R BN FLIR R VA T 1Y
AROTEE
3 mmMEERETT

A IS HE R M g A K RN FE A 1 FE L
IR IR, AR 2~3 mm DL b 8 SR g 2 ARG
S A IR A RE Ak S K. M K SRE
A I, i 4% A K P ( vascular endothelial
growth factor, VEGF ) . i £ 4k 40 fifd 248 K A 1 F6 {4
KFF o fl B HHYIHH,

VEGF J&124 J B0 1 M e 5ot 174 I 45 A 4 I 1
DRIF~, e 440 e K P9 B2 4 e 3 o 433 VEGE 42 1
B2 4 ) A 24 Y G S G A%, BE o LA A L = H AT
IR 2 MPUHT B AR T 0 8. i 4T VEGF
BoiAR/ Z AR LR 50 VEGE 32 fA4 il 570 BE 3¢ | #5 nT
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A, IRBE S BT 40 OB i -

DAL R F A A VEGF By s e hi ik, i
TS A VEGE T ik BH 1k H 5 52 (k25 51 &
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LR B Sy e i B B N G d BV s ¥ .7 K= %
Mr, & BV BAGTIA YT 7T III ] VEGF 32 4R 75 . 4
Rz 4R 3G 5E LA M55 38 AV L 175 T R e T
4 ERERERIT

LR IR 1 B 12 7E R AR e 0
RGP e o H R TR R A e BE A
EHEA, A I LU S AU ST RE



+ 3402 - e

2538 2012 4F 10 A 55 18 %% 20 # Medical Recapitulate, Oct. 2012, Vol. 18, No. 20

VA A Ay 2N Y e =2 1 R S - D i i JRE 4
JHL 8 B R U B8 AL B 38 I g (B ) 348 58 AL A
1 %F BEg A 521 J( tumor-associated antigen, TAA )Y
i e g

VLA R A A A 2R 4 E( dendritic cell, DC )
(1) B S s P, g e R R %) 4 A 25 PR A e DC
DC Rk ikt S b bR fi s, i S LA =42 CD, Al
CDg" T 4 H 45 S5 1 ) 470 i 98 4 088 107 %% Wang 26 '%
P 2 TAA 18225 A&( lentiviral vector, LV )
&4 DC Y I Xt o988 FRIEA T 9005 , 2 B2 g 5 1
( LV-TAA-DC ) HA S 4098 /5 FH L 167 I SE 56 4/ B
PRI TR ZR v KSF3 &, AN EE I T 40 i 007 1 5
INEAEAEI ) AT K o () B, o m] LR s £ 928 4
FEARM PR T B L RS N DC 20, DT 384 5 AL AA 7 e
I PE, S5 FIGYT H 1Yo Bontkes %5 1B TAA 11
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PR REEA S FARR T AN A A0 S Bk T Zm A
S 1 P TR B8 I 2 o
5 BREREAETT
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B, R FE A 200 e v 00 e 35 DR 44 2 33 e o D T e %
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ONYX-015 Z—Fpk kgt X, E1B-55 kd [ Bt
FESARRR B AE A p53 FER ] 5z BegmAs X E1B-55 kd
SPELE S, TR ONYX-015 JERFE 5%, ONYX-015
BB B AE p53 3k R BRLRE B4 e 40 i 9 2 A -
YR AN, 5 T 15 % A0 TR . F R, XV IR
B ONYX-015 I MIRII6 YT B 55 22 4 Hp 7 Sk 20350 i
8. 2002 4F, Kenzer 25 )%t ONYX-015 3497 FL I 98
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VAT A SRR 0 B O WK, 45 R B0 2 ) 3 PR
e 200 A B i J e, Hd 1 ) e A1 2 P s R
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— T3 170 5 DR BEL IR 15 R, I i oy L s Bk RIR T
(O 58 . Hu 48207 54 HER-2 JE[H 4
RNA {5 k: 284 ( HER2-shRNAs ) % 5L i 98 40 i
(AR SR A R AR PN 9 A P AT L, 2 3 HER2-
shRNAs RERZF#IE HER-2 3 [H 7F mRNA Fl#E H /K
) 298 3K f , 00 F) i 400 P G, 14 I e 20 ML R T
T S BRI B ARG, HRE L R ER G T
HAEEN
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VBTG, J58 A 1 I T AR I, TR 40 LN DNA A2
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