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Effect of Sandostatin on the basal and gastrin 
stimulated growth of gastrointestinal (G.I.) cancer cells 
S.A. Watson, LG. Dummt, P.J. Elston and D.L Morris, 
Depts. Cancer R-h and Surgery, University of 
Nottingham, Nottingham, U.K. 

Somatostatin has been shown to reduce G.I. tumour 
growth which may be direct via receptor binding or indirect via 
the effect on gastrln and other growth factors. 

We have analysed the effect of the long acting 
somatostatln analogue, Sandostatin, on the basal and gasttin 
stimulated growth of the followlng somatostatin and gastrin 
receptor pc&lve tumour cell lines: AR42J, rat pancreatic; 
LoVo, human colon; MKN45, human gastric; MKN45G 
clonal variant of MKN45 with intracellular gastrin 
immunoreactivlty. 

The basal ir growth of the first 3 cell lines was 
unaffected by Sandostatin (3.7 x lOa and 3.7 x lo-‘MM) as 
measured by “Selenomethionine uptake, yet the basal growth 
of MKN45G was modestly inhibited (8046 of untreated 
control). m the growth of MKN45 xenografts was 
unaffected by continuously administered Sandostatin (240 and 
25j@Arg, 14 day osmotic mini pumps) whereas MKN45G 
showed inhibited growth (pcO.001, after 13 days therapy). 

AR42J and LoVo were stimulated mitogenical$ in by 
physiological gastrln concentrations (lo-” to lo‘ M) and in 
all experiments Sandostatin (3.7 x lo* and 3.7 x lO_‘M) 
reduced this stimulated growth. 

In addition, a high proportion of freshly prepared primary 
G.I. tumour cells have been found to respond mitogenically to 
G17 and it was shown that S/s colorectal and 3/5 gastric 
tumour cells had a signiticantly reduced gastrin response when 
co-treated with Sandostatin. 

Sandostatin may play a role in endocrine therapy of G.I. 
tumours. 
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MODIFIED pS2 RXPRESSION 
IN HUMAN STOMACH CARCINOMA 

T,.Seitz. R.Theislnger, N.Blln. C.Welter 
Medirrl School, Saar-University, 

D-666 Homburg, F.R.C. 

The expression of the human pS2 gene, coding 
for a secreted peptlde of unknown function 
and Isolated from the brenst carcinoma cell 
line MCFT. was shown to be under estrogen 
control. Surprisingly, it was found active In 
normal stomach surface eplthelial. cells where 
its activity proved IO be estrogen-lndepen- 
dent. We now investigated pS2 expression in 
17 stomach carcinomns In comparison to their 
matrix tissue. All cnrcinoma samples were 
positive when tested at the RNA (Northern 
blots) and protein level (immunostalnlng). 
however, pS2 expression was, in general, 
weaker in tumor cells than in corresponding 
healthy tissue. Among the tumors. the diffuse 
type (according to classification by Laurln) 
showed the strongest Immunostalnlng. Next to 
this observed down-regulation of pS2 some 
carcinomr samples dlspiayed RNA bands of 
nltered sire. Such nherrrtnt transcripts are 
likely explained by modification of the 
processing pathway. The function of regular 
nnd changed transcripts still awaits eluci- 
dntlon. 

.r\cknowledgomenL: The nuthors are grateful to 
Drs. M.C.Rlo and P.Chambon. Strnsbourg for the 
pS2, gene sequence rnd the pS2 nntlbody. 

“ORHONAL TRXAMENT DF ADVANCED PANCREATIC CANCER WITH 
LH-P.H ANALOGUE. 
sperti c.. P..quali C., Catall"l S., Alfano D' And:.. 
A., Mlllt.110 C., Piccoll A.*, P.dr.zzol: S. 
Clinic. Chirurgica 1 C Hcalcl". Inter".', University of 
paaua, Italy. 

Recently .strcq.n and androg." r.c.pt.x=~ ha". bean da 
m0nrtr.t.a in norm.1 ."d rmugn.nt pS"cr..tlc tl8su.. 
It w.. th.r.for. propomed that cnaocrin. mnipulstion 
m.y b. v.lu.bl. In the tr..tm.nt of thl. aulignancy. 
Cu. r.port‘ of obj.ctlvc r..pon..s to L.I(-RS .n.logu.s 
hav. .lso been pub1i.h.d (Lanc.t, 1986,. I" this study 
H. e.pOrt th. r.sults of the tr.atm.nt of u"r.s.ct.bl. 
pancr.atic C."C.I with L LH-RH .n.lcqu., go..r.lln. 33 
p.tl.nt. with histologically pro"." Pzx,cr..tlc ad.noc.x 
cinomr .nt.r.d I" th. study .nd r.ndomlz.a in 2 group.: 
group A 115 pati.ntn) tr..t.a with g0ser.U" (Zoladox, 
ICI PhSrm., Hl1.n. ItSly) 3.6 mg B.C. .v.ry 4 w..k# .nd 
group B of 18 untreated p.tl.nts. Patients V.I. r.vL. 
ewed roonthly for clinlcal .x.mln.tion, routin. 1.bor.Q 
ry t..te, C.19-9 ..rum l.v.lr, and .v.ry 3 wnthe cheat 
x-r.y, .bdoml".l U.S. .na /or CT u.r. p.rf0rm.a. Ll+ 
*.cr.t1on w.* succ.eSfully .uppr.s.a by gos.r.i1n, ."d 
serum t.sto.t.ron f.11 dr.m.tically in m.l... Surviv.1 
tim. from dl.g"osis was wa1ut.d statistically I" beth 
groups by M."t.l- COX, Tsro". ."a g.n.r.1ir.d Wllcoxo" 
t..t.. No objective r.spc"s. to tr..tm."t v.. d.monstr~ 
ted, e1th.r comp1.t. or puti.1. No su8t.ln.a lnwoprov~ 
m."t in p.rfomanc. st.tus and d.cr..#. of Ca 19-9 ‘I 
rum lavcls V.I. ob6.rv.a a.sp1t.s th.t.phy. Thr.. ~a 
tlents In group A and 3 in group B had st.bl. disease; 
2 patl.nts in both groups surviv.d > 1 y.ar. Survival 
w.s not st.tlstlcally dlff.e.nt in 2 groups (p - 0.21,. 
Uadian survlv.1 tin. "as 7 nw,th.. for grout A .na 4 
months for group 8. NO toxicity au. to LB -RH agonist 
atinistr.tion W.8 soan. This ‘tudy mggest that LH-RX 
an.1ogu.s =r. unlikely to h.". a m.jor i"flu.nc. in LIW 
"iv.1 of patients with pancr..tic cancer. 
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