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10 mg/ 37, i F A FRER K B EIR(HU), 1L A 5
B 25 Y, AT AR 3R K EC L [°HITdR
rE B B AR B Z0 BT A= Y, Lh R A
851 GBq/mol, j 4] {4 3% gr 37 MBq/ml, RPMI-
1640 JEZe 430 e B /KB 25 k= & 4k 4R 77
49 R BE AT A IE AR B B AT ek 4t A&7, AL
f£<0.3um,

ik SEICRCV M.

1. 558 F & REEM7-8d/)N S 180
(EKED AR RPN B /K, 3 0 1500 rpm x
5 min, 3F |, Fl Az 28 3 KE Uk L UE — Ik, Rl T
I RPMI-1640(% 2.5% /NEIMLFE, 0.03%
BEBER, PHT.2)EFHKER, KKEHLX
10°/ml, A BB E, XFIR AL
HEE3HEE, SEMEEERK1ml, AHEA
TN BLMA;, 24K 5 ug/ml, X FR4Ens &t
HPEEh K, 37°C RS 30 min f5, F SSC
(0.15 M NaCl, 15 mM FEEEER50) iA A A4 B
#h7K 1500 rpm x 8 min £ ¥k —yk, A HURM

i 1h, % DNA %46 5 M & i HU,
kY 2 mM, R%E DNA Gl & & AL
HER, LR&EEHIMA PHITIR, (KK &
37 kBg/ml), %545k, S£EMAFERTS
é!z@*'vk, PN 4°CUKH.
LAl SRS BERKET 49K
Bﬁ’f%é?éﬁ‘(fa?&_t frkﬁﬁ 10 m1 A= £ #; 7K .50 ml
EUKUENL, 5% =5 BEf 5 ml [F%E, 5ml
7J<ZE¥M7J<, %éﬁ&ﬁ%‘i? 65°C, L% 30 min,
3. MHoumlE AR W MK & ppo
3.58, popop 0.25g., — Hi 2% 500ml, LKB
1215 NSO &, WERES 44%, 85 HR=
EXHME, Ll dpm 3 REAR % FoR, 412 (A
FAECAY ¢ 1 56 ) oy HE G225 1

£ B & R

3AB Xi DNA SHRBEARGBE 1
| B4 T AR5 3AB % S180 41 ffa DNA 41
BRI 4 AL, T HU 1, 3k,

Mg R R G A B 19 3 AB ¥k 1 ml i 2 mM HU 55k 25 90%, X B F &1
WiFE, RSN 37TCHE RN 7 EA TR A, £ 10% Z N EZR B F R BEHC,
Tab 7, Effect of 3-aminobenzamide on DNA synthesis in undamaged and bleomycin A -treated S 180
cells, dpm [*H] TdR/10% cells per hour
Expt BLMA, 3 AB In the absence of 2 mM hydroxyurea In the prusence of 2 mM hydroxyurea
(ug) (mM) X+SD % p X+SD % p
- - 176 558+76 634 100 14 206+3 848 100
- 1 158 749+72 317 90 >0.051 13 60543 824 96 >0.05t
- 2 154 375481 114 87 >0.051 3 462+3 499 95 >0.05%
T 5 - 101 765432 272 58 >0.05"1 11 75843 353 83 >0.051
5 1 102 886+42 276 58 >0.057 12 46943 014 88 >0.05%
>0.05§ >0.05§
5 2 96 097+30 117 54 >0.05% 13 30743 470 94 >0.05%
>0.05 § <0.005 §
- - 156 813:£25 204 100 16 989+9 384 100
- 5 129 324429 930 83 <0.051 16 35149 722 96 >0.05¢
- 10 111 282428 083 71 <0.051 14 800+9 117 87 <0.001t
I 5 - 89 808427 659 57 <0.05¢t 12 45948 959 74 <0.02t
5 5 81 094421 915 52 <0.05% 15 43848 367 91 >0.,05;
>0.05 § <0.05 §
5 10 68 354418 337 44 <0.05% 16 685+8 230 98 >0.05%
<0.05§ <0.05§

* 3 determinations in Exp I and 4 determinations in Exp II with triplications of each,

T vs control, } vs 3AB, § vs BLMA;,
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Fig 1. Effect of 3 AB and BLMA; on the DNA
synthesis in the absence (A) and presence (B) of
2 mM hydroxyurea, All the values came from ?2
determinations,
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Effect of 3—aminobenzamide on DNA replication and DNA repair

synthesis in S180 cells

CHEN Guan, PAN Qi-chao

(Cancer Inst, Sun Yat-sen University of Medical Sciences, Guangzhou 510026)

ABSTRACT To elucidate the mechanism
by which 3-aminobenzamide (3 AB) en-
hanced the antitumor effect of bleomycin
Ay (BLMA,) on S180, We studied the
effects of 3 AB on the DNA-replication
synthesis and DNA-repair synthesis both in
untreated and BLMA ;—treated S 180 cells.
3 AB 2 mM stimulated DNA-repair synthe-
sis after the cells were exposed to BLMA,
for 30 min, but 5 and 10 mM inhibited
DNA-replication synthesis and enhanced the

inhibition of DNA-replication synthesis by
BLMA respectively.

3 AB ‘affected DNA-repair synthesis
more rapidly than DNA-replication. The
results indicate that more than one mecha-
nism are involved in the above-mentioned
process.

KEY WORDS 3-aminobenzamide; DNA
replication; DNA repair; sarcoma 180;
bleomycin A,



