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WFFERR R OBEEE (F030) < VR EEE 3 2 BRI 125k L C o B Z3E R EpHE L (mesenchymal
stem cell, MSC) /ganciclovir (GCV) & iV 7= B & B FEIE DI 2T o7-, T v b C6 IMEE
FfELZ % L. herpes simplex virus—thymidine kinase (HSVtk) %3 A L 7= MSC (MSCtk) % AW T
16 A A 72, In vitro TIE, MSCtk:C6 DOMIFILL=ES 1:128 THHUELEBI R AR L, 1:32 T
SERTIEGSEN NG DT, BERBAMEE COBEITIX, MSCtk 23 48 WELL EAEAF L,
bystander IR HEN TV EFNEE I, Invivo TDOT v & HAWEHIIE T, BEENE
IR L ETFHBROEENHRE SNz, B0 TIX, in vitro (3T neuron ¥ &
Wglia OFIEEE I TMSCtk/GCOV 1R & 1T - 7208, IEF RIS 63 2 8T AL 57, in
Vivo IZBWTITIEE 7 v b ORRRF 70 ARk F IR B 21T o 7203, IR I3 5 52 B3R
D BRI T, MSCtk/GOV IGHRIE, BRI TR ERBKE TH L EEZ b,

WFZERCR-OMEEE (Z3L) : The suicide gene therapy using mesenchymal stem cells (MSC) and
ganciclovir (GCV) was researched to the malignant brain tumor that has a hard time in
treatment. Treatment was tried by wusing MSC that introduced herpes simplex
virus—thymidine kinase (HSVtk) (MSCtk) for rat C6 brain tumor cell. In vitro, The ratio
of cells of MSCtk:C6 showed as many as 1:128 antitumor effects, and an effect of the tumor
extinction complete by 1:32 was achieved. In the observation with the culture microscope,
MSCtk was observed and the appearance to which it lived for 48 hours or more, and the
bystander effect continued was observed. In vivo, in the research that used the rat, the
extension of the effect of the tumor reduction and the survivorship curve was confirmed.
In the confirmation of safety, in vitro, the influence on the normal brain cell is not
seen though MSCtk/GCV was treated on the primary culture of neuron and glia. In vivo,
the influence on the normal brain cell was not admitted though the treatment rat was
passing time and histology retrieved. It was thought that the MSCtk/GCV treatment was
effective and a safe therapy.
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Fox OWFFEETIE, BUEE TITOALTE
H &8s 7 IE ORI O E S % 5 8
L., FTMBAEZ ANV ADOHBLR YT AL
AFHICEE S fa bt 2 Bl L, FOEICEHB W
TH MR BRI 5F LA 72 22 TR e Bk g o038 A
ZA[REIZ T D T2OIT, U A /L AREAERKEZE
fa DA 0 12 HSVtk EART- A 35N L 72 g
fazHW% TTK ARk 24208 L, s
Era D CE -, MMEOELE (target cell)
NIz TK Hfja (effecter cell) Z#%HE L 7-1%
GCV 53452 LIZE VAU D bystander
I LD . target cell OIEFEAZHIET S
ZEMTEBZ N7z (Namba et al,
Human Gene Ther 1998)., Z M7 /LTI,
effecter cell TH 5 TK fifinZ D DN EE
M THDZ LD, target OIEEENIZIZTHE
PEIZA D IAA, JEIRME E C bystander %)
RICEXDPEEDERRS LD EZZ BN
72o I OICHEH AT Z OFEEZNFIL TK Mk

M syngenic (372 i H target cell &
effecter cell NFEUHIlE) THD L EDAH
7259, allogenic TH (T 72 H target
cell &BID cell line O E effecter
cell ELTHWTS) AT HZEEZHLMNIT
L 7= (Namba et al, Cancer Gene Ther 2000),
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f#f% 1-2 TS 2 2 & &2 —HDOERT
RLTE, ZhIE TK MREES EOR
BREFOZEEZERLTNSD, LL, W
INTBEERIR B OIRIEIE L 13V 2 viable 7¢
JEISIE 2 A 5 2 & IdmE ISR O
RMPFEDTHAS D, TOBRND, Foxid
FEESHAE O 0 IR ERHEIE (neural stem
cell, NSC)% TK fMiju: LTI A2 L%
E 2T,

7 v MUIESE T LV E AW Tk, E
BEN~O HSVtk 31575 A NSC (NSCtk) D%
5 & s & GOV 2l #2512 & 0 BEAFE D i
WEERIEDLZ LT LTS (LD et
al, Cancer Gene Ther 2005), [EEHHlE &
NSCtk #fd% & & & E2EE TRA L TBHE
9% F2BRTIE. NSCtk M 23 FESEHIAL 0> 16 43
D1 DOFETH, BHE72 bystander ZHERIZ LY
NS DT RS S 417z (Li et al, Oncology
2005) ,
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(1) in vitro T® MSCtk/GCV $&E1ED et
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(2)in vivo T MSCtk/GCV JEED KT
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