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DNA S'l'RAND SPECIFICITY FOR W-INDKXD MUTATIONS AT 'IXg 
HPRT LOCUS IN CHINRSE HAMSTER CELLS 
-,*p. Menichini, *H. Vrieling. *J. Venema, -A. 
Abbondandolo and *A.A. van Zeeland. 
-IST, Genova, Italy; *Department of Radiation Genetics 
and Chemical Mutagenesis, Leiden, The Netherlands. 

We studied the influence of DNA repair on the nature 
and the distribution of W-induced mutations at the hprt 
locus in Chinese hamster cells. In repair proficient 
cells over 85% of the mutations were caused by 
photolesions in the nontranscribed strand, whereas in 
repair deficient cells more than 90% of mutations 
occurred at dipyrimidine sites localized in the 
transcribed strand. In repair proficient cells 
preferential removal of lesions from the transcribed 
strand of the hprt gene correlates with the observed DNA 
strand specificity of mutations. Furthermore, we suggest 
that in the absence of DNA repair differences in the 
degree of misincorporation opposite a lesion for lagging 
and leading strand DNA synthesis may dictate the pattern 
of W-induced mutations. 

EPIDEMIOLOGIC STUDY OF CERVICAL CANCER IN FAR3 PROVINCE, 
IRAN 
Keshavarz H., Rahemi S. 
Shiraz University of Medical Science, Fatemeh (P.B.U.H.), 
College of Nursing 6 Midwifery, Shiraz, Iran 

A cross sectional study of the risk factors of cervical 
cancer cases and control cases matched for age and 
partner was performed in Fars Province, Shiraz, Iran. The 
Result of this study is as follow: 
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l4ORPHOLOGICAL THAHSF'OmTIOH AHD IHTERCELLULAH 
COHHUHICATIOH IH SYRIAH HAHSTEB EMBRYO CELLS 
Svein-Ole Hikalsen, Edgar Rivedal, Tore Sanner. 
Dept. for Environmental and Occupational Cancer, 
Institute for Cancer Research, The Norwegian 
Radium Hospital, B-0310 Oslo, Rorway. 
Morphological cell transformation and intercell- 
ular communication are two invitro short-term 
teats that are euggeeted to detect non-genotoxic 
carcinogens. Inhibition of intercellular commun- 
ication has been implied ae an important aspect 
in the induction of cell transformation. We 
etudiedthe level of intercellular communication 
in normal, morphologically altered and trans- 
formed colonies of control, TPA- and diethyl- 
hexylphthalate-exposed Syrian hamster embryo 
(SHE) cells. Within each regimen there was no 
difference in intercellular communication in the 
three categories of colonies. The results indi- 
cate that depression of intercellular communi- 
cation is not sufficient for the expression of 
transformed morphology in colonies of SHE cells. 
Supported by the Norwegian Cancer Society. 

Carriers of a Breasl .C ancer Gene may be at Reduced Rlsl; 01 
Disease. Daniel E.Porter and Michael Steel, MRC Unit of Human Gencucs. 
Edinburgh, U.K. 

We have collected data on 18 Scottish pedigrees contaming 95 cases of Breast 
Cancer (BC) and in which a single line of transmission of a presumed dominant 
gene is clear. A retrospective analysis on Cause of Death was pcrformcd using 
Registrar General for Scotland records. Of 21 dcccascd presumed obligate 
carriers of the BC gene, who did not themselves have breast cancer, I I died 
from causes other than malignancy. None hnd Ischaemic Heart Disease. (IHD) 
as registered cause of death. 97 age and sex matched non-obligate carrier 
relatives who died from non-malignant causes included 28 who died from IHD, 

a significant difference (p<O.O5, x*=4.00). 
When compared with the published Scottish population dam for the period 
1950-89, the death rates for IHD was not significantly reduced in ‘Breast 
Cancer’ families overall (33/7% and 34.6% respectively, after exclusion of 
deaths from malignancy), but our data raise the possibility that the distribution 
of IHD deaths in these families is biased towards those who have not inherited 
the BC gene. Persistence of such genes in the population may therefore be 
attributed to a survival advantage in respect of non-malignant disorders. 
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~AUL~IN&& ITS EFFECT ON LIVER TUMOR 
$oiow Department Faculty Of SChIC(1, 
Alexandria Univere~ty, Albxandria, Ewot 
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