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AT WERAARDUARE , N AN Fab I R R B4 EE /R
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HSV-tk T 451 Moolten 2513 T 1986 4E4% 4 , Bilyid 21 ity 3
&M 5 7635 HSV-tk, 1990 4F 4 45 B FH 30 54 505 25 2 /R0
HSV-tk FEPE 5Ty 200 J , 4 7 5 09 ek M X GOV i i
Rt 1991 AEHRIE , 76 BALB/c /NI 308 e T 43 50 43¢
T PG HSV1-tk SEBE/ N BRUSCER 2k BE A0 AR, AR ) 46
F GCV B SHVAYT , Al fd HSVI -tk FHPE A4 i 98 BH 55 45 /)N
BEpRE

HSV-tk /59 A3 B 7 76 300 4T 0k £ O S O AT 55 h
FENTZ o Behbakht 45 © 7 8h 4 S50 RIS & PR, B SR AR
PEARSS 2 i 2H B T % e O HAE R 4 T Ad. HSV-tk
JaXF GOV HUS EE P, IR S8 7 R BE B 1 R A 81
S5 HSV-tk % 900 LR AN A0, 3A0, 455 £ M, 7E 10
mg/L WESHEH T ,96% AL #E S5 d NEET:, 1
fbFE R 2t & A 5 4R TS, $R /R HSV-tk 7ET5 £ AN A
SRS IR IEPE

Tong 258 FE SIS0 v K B, e e T HSV-tk FYTRTRT /1N
SR A AAIA W S S, )5 SR AthAT T 2 7 fr A B 508 R BRI /K R
R L5 20 F ADV/HSK-tk 5% GCV( B 2520 ) s 164 1 FH
ADV/HSK-tk X GCV( BEG FAZ5 4 ) k80, B0 A Tl 25 4 AR BRL Y
SEYY A AR ) H A2 DR 2 %, LT RS 2
BERUMR G A R R ARG ST A R R
HSV-tk-GCV X AO ¢ B B A% A 88 A 410 1 22 46. 8% , T
AO/HSV-tk #R UM IR DB 4 GOV IRIT )R, 28Uk &
e B RO R TR AL . 2 A R B A HSV -k %
ARSI AR TYK ffr, % 80 TYK 4000 % A2 0 7=, B i
,GCV,ACV X545 HSVI-tk ZEH A TYK AUAA R Ui7EH
FAT R LI A fE S AN IR T

Al-hendy %5 WRZEF], HSV-tk-GCV H A B i (19 58 WL %
RN FE G 1720 A BR SLIEE AL, T 2] 1/3 1R 45 F1 . Tong
i DIRESERI HSV-tk RGN O SLE A MRR T H RN A
B AGE R Z 50, 36 0T L4 = e A it b7 i g

FAN B H — BB 5T HSV-tk-GCV A1 3 26 241 i Y 1
(I TL-2, TFN 25 ) s HA AT - BO 45 & (IS T B AY3A
IFRR
3.2 CD-5-FC &4

CD F PR U7 BB R 6 O T BT PP 7 A, 2 ) i o e
T8 S , T2 T P g e 30 Ao I 3 1 ) 38 N DR e i, £
5-FC %At H 5-FU, 5-FC 2—FayT ERIERI 29,1 5-
FU 216 PR L F 0 46Y7 2, & T 6 40 i DNA F1 RNA &
J, T AR TE R A0 . Mullen' ™ 445 HE ok v n AT 78 A% 20
HRIKEIY pCD2 JE N5 , CD KN FE MR L K167 R AR (1R
JHH 25 550 AR B34 5,

CD-5-FC R G AETE S HSV-tk AH R (4 25 W05 55007 , A%

FHA E AL RSB, CD X Y 55 W& JOY e N B —
ST, B 5-FU AT LA H g 4R, AN CD P M 40 A%
) CD BTG RS & T,

AR, LA S 2 sl 3 4 0 R AN S R G A 1
CD FEK G g g 4u i, & 310 F 5-FC g 12 I H T 45 Fh
i vy ORI ZE A TE AL IE 9, S5 R, B ke
TR MIRE , B R 2T I , FUARR , Bl e, o 3
LS (IR YT O 2 F AN PR I Be( 4n i g B9 ). CD-5-FC
59T SLE P R IE B 5 R AR . Xie & B 5T
NN, CD-5-FC i B 5L 5 20 At Bk LA 5 4 (9 10 11 802K 5 Peng
SEOVRIFSY S B, B0 S AN AR Ovear-5 1 Skov-3 2B 7528
WYL T CD LN R X 5-FC 8 AU, T H. CD-5-FC A LB
AR/ INBR SRR A 1 . BRI TR CD HE KA S-FC R
ST D1 L A BRURS RERR A I ok A, 285 SR % B, S 4 R
SRR A A B S sz ], 22 A o

CD-5-FC RG-S H AR A R FEH A b HA — 2 i i
P, %5 5-FU BPTR AL A B9 2R WA, 5-FU 525078 40 i AR
WA BREE WA Re & HEBURAE < 5-FU %48 Jy 5-FAUTP, 1)
il B0 1R A JRC R , DTS00 DNA (496 1, 5 278 T b og 20
MR S B 5-FU AU Sl Fefb 5 B A RNA, TR A
Jo ) B 1, KT 240 HE At 45 ST R A VE . 53 4, Kievie 451
WFoE F B, BERF B A CD i 5-FC 516k 5-FU ROBE ) He K
FFRH CD M5 ILRE S8 20 5 LA o 304, JRENER R A% A
T F5 W uracil phosphoribosyltransferase , UPRT )AE EHKf 5-FU
A5k 5-FUMP, M LS Wk = % Fh il . B R AL %H
14 CD JLEFT UPRT 3 B¢ A 0 FH F b8 A o7 R Bk o vh
PL,CD & [F + UPRT 2t [X 57 BB 48 /& 48 Ml X 5-FC 1% Bk
PEO) BIR CD JEF + UPRT 38 & — >4 A B H B934 77 b
JERE T . I FRATRT AT L, CD-5-FC £ 4575 1 5L i
HIRYT B BAT T R N i .
4 ERAME
4.1 IAREERRYT

ME ARSI PR A RS A7 — i, it 4%
ARHE N 96 A L, o A R 4 B 2 K il A B R
W), SR JG 45T SURTIR 25 0IRT T i & AU RE M A Ui fE

W REFRIT AR RS RARER R
GEIRTT IR AR AR — R Y R BRI . HSV-1k-GCV R G K 15 55
SR 255 350 A A0 5 3 240 L =2 ) 1 5 1 e RS B B 1, T
CD-5-FC 2 40 5| i 25 035 250 17 D) S 75 82 400 i = i) ) 5 % i
e, #, HSV-k-GCV R4 H A AR 3, 1 CD-5-FC
RGN S5 AR 5E Y 5 A, B E R R B 7= ) L AT 1
B 1, DR, B 1 27 S PR s T LA R TR v 410 o e 7 2
KA, R o8 45 i 25 B R . H AT XA R FE
£ CD-tk A& LM
4.2 ARFEFBEA AR T IR G

EAESRFZ 22 300 AR HE P 5 45 Al 4 i 7 3 B an
IL-2,IL4,1L-6 ,IFN-o. &% GM-CSF JE R )B4 R, 0F 58 241
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TR, i e 240 L ) A A5

5 HESRE

S A AL PIRYT IR TR TR R RCR (B
— SR A o e s AR IR AR, H RG] B 2R AR A
WG IR RE RN R , P77 A0 52 QR e e 3R 0k
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AT RIHLEE L R 5 e 2 G HATE AL, USRI A6
ITRCREH ), 2555

FIARFEDING Y7 IR 2840 A PO AEI T A RCR 7 B L
B T AT W02 19 52 56 W S8R 52 AT 28, iR AR, B
A EALGY TR AT LA AL . BEAE A R AT ST
RETRA B — AR B I R FURT I A 28 B R R g o
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