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The patirntl (ptll affected by osteorarcoer (OS1 have a poor prognosis for 
early eetartatic diffusion. Turor oetastasis oay be facilited by 

iettratiOn5 of tueor cells nith platelet5 and experieental data shorn that 
aatrrtrtic deposits occur after platelet activation, Prostacyclin (P61.l is 
known as a strong agent inhibitor for preventing platelet aggregation. In 
this study we assayed the urinary retabolite5 of P61n in 5 pt5 nitt OS 
compared with 10 healty controls. The b-Keto-PGF,cl, b,lS-DiKeto-PGF& 
dimr+Keto-prortaenoic acid, dinor-4-DiKeto prortanoic acid an dinor- 
4,lWiKeto prostandioic acid were iroled after HPLC purification and were 
asrayed by ieeunoenciutic analyeie. The rrtultn of this study ohor that 
all urirury rtaboliter of P61, in pts with OS were decreaeed coepared with 
healty control8 (p(O,OOll. These reeulte indicate that retabolioo of PSI. 
in ptr with OS ifi altered and platelet aggrqrtion ‘in vivo’ 5ry be 
factlited by thte antiaggregatory effects. In conclurion, there data 
eupOnt tha decreased of urinary oetabolitet of P61. in this selected group 
of ptr can aeeuee a riltvance potential to pattern of retrrta5is. 

3L~dwia Institute for Cancer Research. Lausanne Branch. CH-1088 
Epalingjs 
We have defined 3 different stages of transformation for a human 
mamma epithelial cell line HUM 
SV40 Dl!4 into normal eolthdllal cell. 
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I ccl 8. This cell fine grew in an anchorage-dependent manner and 
remained not turorlgenic until passage 80. Later passages exhibited 
anchorage-independence with a donlng effiiency of up to 2% and gave 
nse to a slowly progressing tumor in only l/20 nude mice. Two subbnes, 
selected either by isolating individual cobnles of late pa 
soft agar (HUM-M) or by cullurl 
rapidly progressing tumors in 8/4a I!! 

the tumor cells (H~%~?~~ 
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Our results suggest that immortalization of epithellal ccl I?-% wlth V40 DNA 
alone me 
indicate t t 

trigger an event ultimately leading to tumotigeniclty. They also 
at Huh41 cells may provide a powerful in v&u model system for 

the study of human mammary cell transformation. 
Supported by a grant from CFB to AC. 
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HOX gene expression ia primary and mwtadc small cell hmg cucinoma 
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a8@4 lntegrin Expression and Mstastenc phenotype In 3l.L Cells. 
L. Cimino, D. Perrottl, R. Faldoni, M.G. Rizzo and A. Sacchi. 
Lsb.Onccgenesi Molecolare, Regina Elena Cancer Institute, Rome, 
Italy. 

Since the growth of malignant ceils at the secondary sites could 
depend on the altered adhesion of the cells to substrata, the expression 
of the extracellular matrix receptors (integrlns) was studied. In pattlcular 
we examined the expression of as/p4 integrln on some in vitro and in 
viw metastatic variants we have derived from Lewis lung carcinoma 
(3LL). Binding studies demonstrate an elevated expression of the u8@4 
integrln in highly metastatlc 3LL cells. By using different cDNA probes 
we obtained from an expression library of hlghly metastatic cells we 
confirm these data and demonstrate that: i) mRNA corresponding to the 
described entire coding sequence of p4 subunit is expressed only on 
highly me&static cells of 3LL, while it is undetec4able in lower 
metastatic ones; 3 additional transcripts for the l34 integrln subunit are 
also detected. Data while indicating that l%l subunit is expressed only in 
high metagtatic 3LL cells, also demonstrate that mRNA coding for 84 
subunit undergo alternative splicing. 

In conclusion, we suggest that 3LL cells endowed with hllher 
metastatlc potential could acquire higher capacity tc invade through the 
expression on their cell surface of specific receptor for cell adhesion. 
Partially supported by CNR and AIRC. 
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COR’IELKl’ION BETWEEN FOSITMTY OF AgNORs AND TUMOR 
MALIGNITY IN 6 CASES OF non-HODGKIN’s BONE LIMPHOMA 

‘Co&ni MF, “Orsi R, Casagmnda I, Nastasi G, Porta C, Moroni M, 
Costa D, “Lomolino MG - ‘Div. Anat Pat. e “Ortopedia. apedale 
a AesmdIia, I&. Pat Med. e”Sc. Appl.. Unfversit~ df Pa-via. 

We applied the AgNOR tecnique to 6 cases d mono-stage non- 
H’s bone lfmphoma - 2 were diffuse, smalI clivate cells lesions. 2 
weIe diffuse with large clivate/non-clivate cells and 2 were 
immune-blastic cells lesions. All excnntned samples presented 
nuclear “dots” OI Webs”, in varving popxti~~. AgNOR grmules 
count was low in the normal lymphoid cells present in control 
samples. In immunoblastic elements, meon AgNOR value was 
5,945 granules per nucleus, whereas the figure was 1,190 in small 
clivate cells, 1,350 in lunge clivate cells, cmd 2.0 10 in lcnge non- 
divaie cells. Analysis of the one-way varian! was made on the 5 
groups of cells examined; statistically significant differences 
(p<O,OOOE+OO) were demonstrated. Moreover. we observed how 
AgNOR granules count could be conelated with survival time and 

tendency to invade the suxxoundmg soft tissues - even more than 
the histologic features evaluated according to the Working 
Formulation. 

Inhibition of breast cancer derived cell invasion by 
Suramin in vitro. 
A. de Cupis, R.E. Favoni, P. Pirani, S. Toma, S. Parodi & A. Albmi 
Istituto Nazionale per la Ricerca sul Cancro and University, GE-Italy. 
Suramin (Sur), a polysulphonate napthylurea, has been reported as an 
anticancer and antimetastatic agent. This drug inhibits the binding of 
various growth factors to their cell surface receptors. It has been 
reported (1) that Sur has a remarkable inhibitory activity against 
melanoma cell invasion through reconstituted basement membrane 
(chemoinvasion). We have investigated the role of Sur on chemotaxis 
,and chemoinvasion (2) to conditioned medium for MCF-7 ras cells, a 
hbman breast cancer cell line derived from MCF-7 after transfection of 
v-Ha-ras oncogene. These cells are malignant in viva (3) and invasive 
in vim (4). Cells were pretreated with Sur (200 pg/ml) for 48h and, in 
some experiments, Sur was added also for 6h during chemotaxis and 
chemoinvasion assays. We have found that Sur highly inhibits MCF-7 
ras cell migration (70% inhibition) and completely abolishes invasion in 
both experimental conditions. We assume that Sur interferes with the 
biiding of some factors involved in the chemotactic and chemoinvasive 
phenotype. Our data suggest that Sur could be an important anti- 
invasive agent for malignant cells of breast cancer origin. 
1) Nakajima M. et al. The Journal of Biological Chunky. 1991; 2661 9661- 
9666.2) Albini A. er al. Cancer Res. 1987; 47: 3239-3245. 3) Kasid A. et al. 
Science. 1983 238: 725-728.4) Albmi A. et al. Rot. Natl. Acad. Sci. 1986: 83: 
8182-8186. Fmanced by CNR 90.001.4OPF.70 and AIRC grants. 


