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Studies on Reversion of a Transformant Line and Loss of Exogenous
ras Oncogene after Treatment with an Inhibitor of PARP Enzyme

Yang Qiwei Dong Yuanshu Chen Yawen Chen Defeng

(Institute of Molecular Biology, Nankai University, Tianjin 300071)

Abstract A transformant line obtained by transfection of NIH3T3 cells with ¢—Ha—T24—ras gene was
treated with Smmol / L benzamide, an inhibitor of PARP enzyme for 4 weeks. Some changes in cellular
properties of the transformant line were observed. Concomitant with these changes was the deletion of the
exogenous c—Ha—T24—ras which had been integrated into genomic DNA of recipient cells.
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AEBAEGKR NIHITI AR KREFAEYE T A HBEWE. TR pMAMneo-T24-ras M
pSV2neo—T24-ras ¥ AL R MR @ |
1.2 #REEESE

NIH3T3 AR ERIBER T 10% 04 M %4 DMEM 5 RPMI1640 535 R P, EHRBED CO, EKEN 5%,8
fE¥ 37C.
1.3 DNA $i

SMNE DNA LI BERRSE L 4 NIHAT3 40 ISR A G418 ERKE X 400ug / ml FF kit G, 46 4—
5 R —IK. 15 KM KM i L.
1.4 BA ¢RI AL IR

2.5 10* MR T 100ml SEFMH, B KA BA, B3R5 41 MK 30—50% 04 5, BRI L 40 5,
BEE RS BERIK. BA LB MEAEY 4 A.
1.5 R EA DNA HIRRRRTHHE

MAEE 4 DNA IRBUEESCHR (13) #47. H BamHI f Hind I SRE§ B4 EHEE pSV2neo—T24—ras [
B, (RS SO B B 3K (Bl 8 0.88kb ) c— Ha—T24-ras cDNA H B, #i{kJ5 F[«—?P] dCTP # Nick Transla-
tion F¥Ekric.
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ZRCER (13) MHIEHRAT, ZEA DNA FRMr i (00 @ W, 48 F 40 BRI BL S0ugDNA [R5 W4T B
K. B8, 211 6 /NFHZAH 18—20 MR G AT B B
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21 T24-ras BERKUARBMNRSELER

WA RN FA TR pMAMneo-T24—ras(H 32 B WLIE DI BEBRAS B3 o/ N BUR AP 4 40 B8 NIH3T3, 2
HYMEFRBRER KR 3T3(T2). AHRFRERY, RARPRER, £RL 7 M, EEFRPE R KL
REIMEIRE (B X, AL B), BB A3k BUIE LB R, I EHHLAMER.

A a—*?P dCTP $RiCH) T24—ras cDNA FJi#Rét, 5§ NIH3T3 & 3T3(T24) BHA DNA Hind Il +BamHI KifE
PR, LA NTH3T3 2 EA N, BRI 3TI(T24)E TP B (1.7kb &b, BAR 1, )M BAMNEHEZL3c4r. &
SN T24—ras 3B CREBA T2 44 B HA b aeis 2B L.

2.2 BA X EME AR 3TI(T24)¥ A AR M E

% Smmol /L BA 43 3T3(T24)4 M8 4 A5, MR RA WL SH T HRML NIHITI R, A4 K EE
MRy, REEMITHEE, RPZARLEA T —SBENFER(ERI,D. E).
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R, NTH3T3 ZXER AW, KO0 BA B 3T3(T24) 35/5 Hi ¥ 3 A BB, HAXFERH, v 6B 1
FHEINEABE TREARBEAAD; TE BA LFRIK 4 AN 3T3(T24) EEARIA HIMNEHEH . X g RUEH
, PARP B§EiM I3 BA X 3T3(T24) AL S T AME T24—ras RE M LK.
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#3CK 5 Nakayasu ZHEREYS. &5 AXERM Nakayasu FRETUE S, SMNEREERARFRRB
FRAFEBE, FRAROEBFRIMNERSEH PRI,

WG R FY, PAR B85 DNA B&H. DNA £EH. HiI 7K. DNA AUBSEMH B X DNA
EHABENOBES, PAR EAK TN THRLSIE DNA 65 BB E KGR ETRARNHEM ', 1
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XEHIEEES AR ERGHARLE TEL, THMTH DNA AUIEET#MNLL, X PARP BHIHI R /F
7ER, 1T DNA 5 JREBT, ATLL, & DNA 8 & FEr5 R a0 itk b f RS o e i M i AN R S & R
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A. 3T3(T24)4HHQ; B. 3T3(T24)4A BI({EIC MM 41 M), C. NIH3T3 )l 3T3(T24)40BEAY ras 2 B4 47
l. T24—ras cDNA marker, 2. 3T3(T24), 3. NIH3T3; D. NIH3T3 4i}i; E. 4 BA 439 3T3(T24)
#i, F. Southern XX 4 H12 BA ALERAY) 3T3(T24)4H M 1. 3T3(T24), 2. 3T3(T24)+BA, 3. NIH3T3.



