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ROLE OF H.pylorl INFECTION IN HEALING AND RECURRENCE OF
NSAID-ASSOCIATED PEPTIC ULCERS.
Blanohi Porro 0., Parent F., Im i V., Montrone F., Caruso 1.
Dpartnent ofOatn logy and Rhoumatology, L.Sacco
HospItal, Milan, Italy.

Since the relabtionship between H.pylon infection and NSAID-related pec
ulcers remains unclear we have evaluated prospecvy in a consecutive
series of 278 arthritic patients rceiving chronic NSAIDs the prevalence of
peptic ulcer as well as the efect of H.pylorl eradication on the healing and
recurrence of gstric and duodenal ulcer found. One hundred pepfic uicers
(59 gastic ulcers, 39 duodenad ulcers and 2 gastric ulcers concomiant with
a duodenal ulcer) wer diagnosed by gastr-scopy. Most of these ucers
(70%) were associatd with H.pylori inhfeion (diagnosed by histology and
rapid urease test). This frequency of infecion was significantiy infeior (p =
0.01) to that found in 178 patients with minor gastduodenal lesions
(erosions or hyperemia) or normal endoscopic finding (49%).
According to their H.pylori status, ulcer paents we randomized to receive
one of the following acute beat s: H.pyo eaive ulcers received
orneprazole 20 mg bid for 4-8 weeks, wherea H.pylori-posfiive ulcer were
treated with omperazole 20 mg bid plus amoxycillin 1 9 bid (the latter for the
first two wzeks) or omeprazole alone for 4-8 wks whilst continuing NSAID
therapy. Endoscopic healing rates for gastric and duodenal ulcers in the
thre different groups were similar both at 4 and 8 weks. H.pylori
eradication did not influence healing, which occurred in 14120 (70%) of
edicated patients, compared to 14/17 (82%) of pati with persistent
infection. Sixty-one patients with healed ulcer w endoscop cally followed-
up for six months after stopping antiulcer therapy while continuing NSAIDs.
Cumultive recurrence rates at 6 months did not statistically differ among
the three different groups (27% in H.pylon-ngative, 46% in H.pybri-poitive
and 31% in those eradicated during the acute phase), aithough a numerical
trend in favour of a higher recurrence rate in infected patients was evident.
These findings show that H.pyloui eradication does not confere any
significant advantage on the healing of NSAID-related gastric and duodenal
ulces in long-term NSAID-users. It remains to be estblished with certainty
whether eradication may be helpful to reduce recurrence in a specific
subset of NSAID-ssociated ulcers.
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MESALAZINE RELEASE FROM COATED TABLETS:
EFFECT OF DRUGS WICH ALTER
GASTROINTESTINAL PH F Hussain, R Ajan, N Trudgill
S Riley. Northern General Hospital, Sheffield,UK

Eurdagit S coated mesalazine aims to release its contents in
the relatively alkaline environment of the distal ileum and
proximal colon. Alkalinisation of the proximal gut may lead to
premature release of mesalazine with increased risk of systemic
toxicity whereas acidification of the gut may leave tablets to
pass whole. We have therefore studied the steady state kinetics
of coated mesalazine during concurrent administration with
omeprazole and lactulose. Six healthy volunteers (3male, age
17-53) took mesalazine 400mg tds for 21 days. Omeprazole
20mg daily and omeprazole 40mg daily were added from days
8-14 and 15-21 respectively. Urinary and faecal drug excretion
were measured on days 7,14,21. Seven constipated but
otherwise healthy volunteers (7 female,age 23-37) followed a
similar protocol with lactulose 30mls and 60ml daily in place
of omeprazole. Stool pH, frequency and whole gut transit time
were also measured. During the omeprazole study, median
values of N-Acetyl 5ASA (NASASA) and 5-aminosalicylic
acid (SASA) excretions on days 7,14,21 were: 1)urine
NASASA: 338, 429, 349; SASA 9, 25, 1 l(mg). 2)fieces
NA5ASA 174, 263, 199; SASA 206, 180, 349(mg). During
the lactulose study excretion was: l)urine NA5ASA 194, 394,
266; 5ASA 8, 14, 9.(mg) 2)faecesNA5ASA 322, 318, 243;
5ASA 134, 239, 162(mg) Lactulose 60mls significantly
increased bowel frequency from 2(1-4)week to 6 (2-9), but
not transit time: 71hrs (52-92) to 58 (42-77) or stool pH: 6.6
(5.6-7.5) to 6.4 (6.1-7.3). In conclusion, neither omeprazole or
lactulose (when adminfistered to subjects with constipation)
alter the disposition of coated mesalazine.
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PERSISTENT CLONAL EXPANSIONS IN PERIPHERAL
BLOOD CD4 T CELLS IMPLICATE CHRONIC ANTIGEN

EXPOSURE IN THE AETIOLOGY OF IBD
C.S.Probert,' A.Chott,2 J.R.Tumer, 'C.O.Elson, s S.P.Balk,2 R.S
Blumberg,'.'Brigham and Women's Hospital and 2Beth Israel
Hospital, Boston and 3University of Alabama, Birmingham, AL

The distribution of T cell receptr (TCR)-ct3 usage, which
provides an indirec indication of the complexity of antigens
recognized, is largely-unknown in IBD. CD4* and CD8* peripheral
blood T cells (PBT) were isoated from patients with active UC,
CD, diverticulitis and normal controls to assess the diversity of
TCR-f3 chains. We have shown, by analysis of the CDR3-region
lengths as well as cloning and random sequencing of 24 different
Vf families from CD4 and CD8* PBT cells, selective expansion of
T cell dones in CD, UC and diverticulitis; this was not observed in
the normal donors (Gastroenterology 1995;108A896).
We now provide eidence of clonal persistence and shared

clones in monzygtic twins wih CD. Reiterative TCR-J sequences,
which were persistently identifiable over a 4 month period, were
observed among TCR-f chain transcripts from CD4* PBT cells of a
CD subject The TCR-f sequence was identifiable in genomic (g)
DNAfrom as few as 1000 PBTs from a blood sample obtained one
year after the two cDNA samples. In addition, specific Vj
sequences for this CD4* PBT clone were be found by squencing
PCR products of gDNA, isolated from archival tissue blocks of CD
intestine resected 3 years prior to PBT gDNA analysis. Similarly,
reiterated PBT TCR-P sequences were shown in the genomic DNA
of the colon of a subject with UC. Finally, an identical twin-pair,
concordant for CD, shared the tuo reiterated TCR-f chain
sequences in their CD4' PBT cells; one of the shared sequences
(Vf8-P R G E A -JO2.1) may be part of a larger motif. The detection
of identical T cell clones in monozygotic twns in conjunction With
the identification of distinct T cell clones at widely separate times
and sites (peripheral blood and gut) implicates specific and
persistent stimulating antigen(s) in the pathogenesis of IBD.
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INCREASED MEASLES lgM IMMUNOREACTIVITY IN
PATIENTS WITH INFLAMMATORY BOWEL DISEASE.
F.A. Balzola+, K. Khan, A.Pera°, F.Bonino+, R.E.Pounder and
A.J.Wakefield'. Inflami7natoiy Bowel Diseaise Study Group, Royal
Free Hospital School of Medicine, London, UK, + Department of
Gastroenterologv and Clinical Niutrition, Molinette Hospital, and
`Division of Gastroenterology, Mauriziano Umberto I Hospital,
Torino, Italy.

In an International collaborative study, serum measles 1gM
immunoreactivity was assayed bv ELISA in consecutive
outpatients with Crohn's disease (n = 95), ulcerative colitis (n =
79), viral hepatitis (n = 63) and blood donors (n = 30). Results
were compared with; those obtained from a different commercial
measles IgM assay, seruim rubella and Epstein-Barr virus-specific
lgM immunoreactivity, total serum IgM, Rheumatoid Factor and
measles-specific 1gG. Twenty patients with inflammatory bowel
disease were studied serially over a 4 month period. At the
ELISA cut-off point for confirmation of recent acute measles virus
infection, there were no significant differences between groups.
However, increased serum measles IgM immunoreactivity (>
mean ± 2SD of blood donors) was significantly greater in patients
with Crohn's disease 39/95 (41%) and ulcerative colitis 33/79
(42%) compared with hepatitis patients 5/64 (8%) and normal
controls 0/30 (0%) (p<0.001). Those positive by ELISA were
also positive by indirect immunofluorescence on the same serum
sample. Serum measles 1gM immunoreactivity did not correlate
with eith.er total 1gM, rubella or Epstein-Barr virus IgM (not
raised), measles IgG, or disease activity. Patients not receiving
steroids were more likely to have raised measles IgM
immtlnoreactivity (p<0.5). All sera examined for Rheumatoid
Factor were negative. Of 20 patients with inflammatory bowel
disease studied over a 4 month 55%G showed raised measles 1gM
immuinoreactivity at some stage during the follow-up. The data
suggest an immuinological response to measles virus in patients
with Crohn's disease and ulcerati'e colitis, supporting a potential
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CIRCULATING SOLUBLE E-SELECTIN LEVELS IN ACTIVE
INFLAMMATORY BOWEL DISEASE ARE SIMILAR BETWEEN
CROHN'S DISEASE AND ULCERATIVE COLITIS.
MA Bhatti, PT Chapman, AM Peters, DO Haskard, HJF Hodgson.
Royal Postgraduate Medical School. Du Cane Road, London W12 ONN.

E-Selectin. one of the members of Selectin family of adhesion
molecules. is found only on activated epithelium and plays a major role in
inducing slowing and rolling of polymorphonuclear neutrophil granulo-
cytes, by interacting with ligand Sialyl Lewis-x on the granulocyte
membrane. We present evidence that soluble E-Selectin (sE-Selectin)
levels in the circulation are raised in active inflammatory bowel disease
(IBD). and to a similar extent in ulcerative colitis (UC) and Crohn's
.disease (CD).
; mI of blood were tak-en from II healthy volunteers, 16 patients

with active IBD and 16 patients with inactive IBD. sE-Selectin levels were
measured in cell free plasma using an ELISA. The inter- and intra-assay
coefficients of variation were less than 5%. To exclude the possibility of
cross-reaction with the closely related proteins, L-Selectin and P-Selectin,
we tested detereent lvsate of peripheral blood mononuclear cells and
platelets as abundant sources of these respective proteins.

Plasma sE-Selectin in inactive UC and CD [Mean SD; 37±21 &
35±13 ng/ml] did not differ from normal [41±14 ng/ml]. However, in both
active UC and CD [98±22 & 89± 16 ng/ml] there was marked elevation of
sE-Selectin.

The disease activity of CD and UC were detennined by Crohn's
Disease Activity Index and Truelove & Witts' criteria respectively. sE-
Selectin levels correlated well with disease activity, however, the correla-
tion with inflammatory markers (CRP / ESR) was less significant.
CONCLUSIONS:
1. The elevation ef sE-Selectin is siunificantly suggestive of endothelial

activation.
2 There was no significant difference between UC and CD.
3 sE-Selectin is probably shed from activated endothelium and reflects

the processes attracting pro-inflammator, cells from the circulation
into the mucosa.

SMALL INTESTINE TIGHT JUNCrIONS ARE ALTERED IN
EXPERIMENTAL COLITIS IN THE RAT W. Fries. E Mazzon*,
D. Martines and A. Martin (introduced by R. Naccarato) Div. di
Gastroenterologia, *Dip. di Biologia, Universita di Padova, Italy

Intestinal permeability is often altered in Inflammatory Bowel
Diseases (IBD) but its relationship with the localization and degree of
inflammation is still not well understood. Aim of the study was to
evaluate the effect of acute inflammation of the distal colon on the
morphology of the Tight Junctions (TJs) of the duodenum and distal
ileum. Methods: Colitis was induced in 9 male Sprague-Dawley rats
(body weight 200 - 250 g) by intracolonic administration of
trinitrobenzenesulphonic acid (25 mg in 50 % ethanol). 4 rats served as
Controls (C). After 1 week the rats with colitis were divided in one group
with severe colitis (SC, n=4), defined by the presence of diarrhea, weight
loss and a macroscopic lesion score of> 5 and one group with mild colitis
(MC, n=5), characterized by absence of diarrhea, weight loss and a lesion
score < 4. The morphology of the Tls was assessed in the duodenum and
the terminal ileum with Transmission Electron Microscopy after ex vivo
perfusion of the intestine with 4 % lanthanum nitrate via the abdominal
aorta. The degree of penetration of the marker into the junctional
complexes was taken as a measure of the TJs disruption. To assess also
transcellular permeability, in an additional experiment (SC: n = 4; C: n =
3) we measured the duodenal absorption of 3H-mannitol (3 MCiIanimal)
instilled with a closed loop technique after ligation of the renal arteries.
After 2 hours the animals were sacrificed and radioactivity was
determined in serum. Satistics: unpaired t-test.
Results: Controls mild colitis severe colitis
colon wet weight;img 1590 ± 66 2733 ± 1021* 5347 1056**
% open TJ's.
duodenum 6.4 ± 2.0 59.7 ± 4.5** 84.4 ± 4.1**
ileum 83 ± 2.6 60.2 ± 0.7** 85.0 ± 1.5**

3H-mannitol uptake; 4609 ± 450 n.d. 3894 ± 305*
dpmn

mean data ± SEM; n.d. = not determined; *p<0.05, **p<0.01 or less vs C
Conclusions: 1) Intestinal segments proximal to inflamed colon

showed significant alterations of the TJs. 2) The degree of these
alterations is related to the degree of inflammation. 3) These alterations
may allow the entry of luminal antigens into the mucosa and have a
pathophysiological role in inflammation and 4) the alteration of
transcellular absorption may contribute to the pathogenesis of diarrhea.

QUALITY OF LIFE IN ULCERATIVE COLITIS AND AFTER
COLECTOMY WITH ILEO-ANAL-ANASTOMOSIS A Martin
W. Fries. 1. Angriman*, L. Leone, A. Tropea*, D. D'Amico* and R.
Naccarato. Div. di Gastroenterologia, *Clin Chir I, Universita di Padova;
Italy

Impairm.ent of the Quality of Life (QOL) in patients with
Ulcerative Cclitis (UC) may be a prominent feature although its
assessment is not included in the "activity indices" which are routinely
used in the clinical evaluation of the disease. In some cases the

impairment of QOL may become one of the main indications to a

suroical treatment. Aim of this study was to assess QOL in patients with
UC of different severity and patients who underwent proctocolectomy
with ileo-anal anastomosis with a J-pouch for severe UC.

Methods: a 29-item questionnsaire was developed which dealt
with Intestinal Symptoms (IS), Systemic Symptoms (SS), Emotional
Function (EF) and Social Function (SF). The questionnaire was

previously validated for reproducibility and sensitivity in control subjects
and UC patients.

Results were as follows:
Controls Ulcerative Colitis

remission mild disease mod/sev. J-pouch
disease

(n = 38) (n = 31) (n = 17) (n = 9) (n = 16)
IS 1.3+1.5 2.7+25b 6.5+3.3a,b 11.7+3.7a,b 5.8 fi3.54W
SS 2.0 ± 2.0 4.6 ± 33b 5.5 + 3.1 b 10.4 ± 3.9a.b 5.1 + 3.6b,c
EF 2.5 ± 1.8 5.6 ± 42b 6.3 3.6b 9.5 ± 3!7a,b 6.0 ± 3.9b,c
SF 0 ±0 1.0 - 1.9b 3.1 3.0a,b 6.6 ± 4.6a,b 3.2 ±3.7abYc
Mean values + SD: ap<0.01 vs remission,bp<0.01 vs controls. Cp<0.01
vs modlsev disease

Conclusions: 1. Patients with UC, even in remission, have a
measurable impairment of QOL, which increases with the severity of
disease. 2. Operated patients have a QOL which is comparable to
patients in remission or with mild disease. 3. In patients with
moderatelsevere UC proctocolectomy with ileo-anal anastomosis may
allow an acceptable QOL.

AGONIST-EVOKED INCREASES IN INTRACELLULAR
CALCIUM IN HUMAN COLONIC CRYPTS. L.J.Guyvr P.E.Squires,
M.J.Dunne, R.D.E.Rumsey, K.B.Hosie*. Dept. Biomedical Science,
University of Sheffield, Sheffield, SIO 2TN; * Dept. of Surgery, Clinical
Sciences, Northern General Hospital, Herries Road, Sheffield, S5 7AU.
UK.

Background/Aims: The secretory response of the human colon is
altered in disease states (diarrhoea,constipation). Intracellular calcium
[Ca2]i has been implicated as a mediator of colonic secretion. This study
aimed to (i) isolate fuinctionally viable colonic crypts (ii) measture [Ca2"]i
using microfluorimetry techniques, with the fluorescent calcium
indicator, fura-2.
Nlethods: Human colonic tissue was obtained from surgically resected

specimens. These procedures were approved by the Ethical Committee.
Colonic crypts were dissociated using 200U collagenase in Ca2f/Mg2,
free Hanks balanced salt solution. Isolated crypts were fixed to with
Cell-Tak-coated coverelass then loaded with I. 5pM fura-2AM (for
2Omins at 37°C). Basal levels of [Ca2], were determined using the
calcium ionophore ionomyocin (10pM) and 10mM MgC12. Individual
crypts were exposed to a sustained application of the purinoceptor
agonist ATP (iO,M, 500pM, 5mM), known to evoke an increase in
[Ca2-.

Results: Estimated basal levels of [Ca2'], were 345.2nM * 59.8(n=6).
The responses with all three concentrations of ATP were transient in
nature. The amplitudes of the [Ca2-], increases were not dependent upon
the concentration of ATP. 5OM ATP elevated [Ca2']i by approximately
53nM(n=2) above basal [Ca2],, 500pM ATP 13OnM(n=5), and 5mM
ATP 3 lnM(n=2).
Conclusion: This preliminary study is the first to report estimations of

[Ca2-], in isolated human colonic crypts, and may provide the
methodology to study the role of [Ca2"] in diseased states of the humani
colon.

AIS
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Expression of endothelial adhesion molecules in colorectal
neoplasia

I. Doussis-A ogn poulou. S. Remadi, L. Kaklamanis*, L

Gatter* (introduced by S.Widgren)
Department of Clinical Pathology, Hopital Cantonal Universitaire

de Geneve, Geneva, Switzerland, *University Department of
Cellular Science, John Radcliffe Hospital, Oxford, UK.

Intercellular adhesion molecule-i (ICAM-1), intercellular
adhesion molecule-3 (ICAM-3), vascular cell adhesion molecule-i
(VCAM-1) and endothelial cell adhesion molecule-i (ELAM-1) or
E-selectin are inducible endothelial surface molecules involved in
leucocyte adhesion. These molecules may also have an important
role in the process of tumour metastasis, through their interaction
with tumour cells. We examined the expression of these adhesion
molecules in the endothelium of 46 colorectal carcinomas, 13
adenomas and in normal colorectal mucosa in frozen tissue
sections. ICAM-1 was strongly expressed in the endothelial cells of
both small arteries and veins in all normal and neoplastic cases.
VCAM-1 showed a variable expression, with focal strong positivity
in arteries and mild to moderate staining in most of the small veins
in all carcinoma cases, and only mild staining in adenomas and in
the endothelium of normal mucosa. E-selectin and ICAM-3 were
not expressed by normal mucosa vessels, but while all carcinomas
and 11/13 adenomas showed staining in the small venules with E-
selectin, ICAM-3 was positive in the endothelium of only 3/46
carcinomas. Our findings suggest that colonic neoplasia induces a
variable upregulation of the expression of endothelial adhesion
molecules. This upregulation is probably a result of cytokine
stimulation and may affect the host inflammatory response to the
tumour, as well as the metastatic process.
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THE CORRELATION BETWEEN ANAL SPHINCTER
DEFECTS AND PRESSURE PROFILES. Benson M,
Kumar D, Grant E, Jazrawi R*, Leicester R, Lloyd R*.
Departments of Gastroenterology* and Colorectal Surgery,
St George's Hospital, London, UK.

To study the relationship between ultrasonographic sphincter
defects and pressure profiles we investigated 115 patients with
faecal incontinence. Endoanal ultrasound was performed using a
rotating 7.5 MHz probe and the anal pressure profile was obtained
using a water-filled microballoon system. 63 of the 115 (55%)
patients had a demonstrable sphincter defect. There was no
significant difference in the mean ages of these patients [55.2 (2.6)
vs 55.5 (2.4)]. 8 patients had an internal anal sphincter (IAS)
defect, 30 patients had an external sphincter (EAS) defect and 28
patients had a defect in both the IAS as well as the EAS. There
was no significant difference in the mean basal pressures (cm H10)
in the sphincter defect and no sphincter defect groups [63.6 (4.9) vs
61.2 (3.5), p > 0.05]. Similarly there was no significant difference
in the squeeze pressures between the two groups [126.7 (9.5) vs
107.8 (5.9), p>0.05]. When the site of the defect was taken into
account, there was no significant difference in the basal pressures
regardless of whether the defect was in the IAS, EAS or both.
However, the squeeze pressure was significantly lower pressure in
the group with an EAS defect (p<0.05). Squeeze pressures in the
group with IAS defects and combined defects were not significantly
different from those with no defect.

These data show that sphincter pressures are a pcor indicator of
the morphological integrity of the anal sphincter complex.
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GENETIC ALTERATIONS IN THE PLASMA OF PATIENTS
WITH COLORECTAL CANCER
HE Mulcahy, P Anker, X Chen, F Lefort, V Vasioukhin, J Lyautey,
C Lederrey, M Stroun, MJG Farthing. Digestive Diseases Research
Centre, St Bartholomew's and Royal London School of Medicine and
Dentistry, London, U.K. and Departement de Biochimie et de
Physiologie V6g6tile, Universite de Geneve, Switzerland.

Malignant cells are shed into the sputum, urine, pancreatic juice,
faeces and blood of some patients with cancer. In addition, DNA can
be found circulating in the plasma of both healthy individuals and
cancer patients, with increased quantities present in those with
cancer. Codon 12 K-ras gene mutations are found in approximately
50% of colorectal cancers and we hypothesised that identical
mutations might also be detected in DNA extracted from the plasma
of patients with this disease.

Paired tumour and plasma samples were collected from 14 patients
with colorectal cancer (stage A to D; mean age 63.4 years, range 41-
78; males 10). DNA was isolated from blood plasma using
previously described extraction procedures. Codon 12 K-ras gene
alterations were detected by a sensitive polymerase chain reaction
(PCR) assay which uses sequence specific primers to amplify mutant
K-ras copies (PASA-PCR). Results were confirmed by restriction
fragment length polymorphism (RFLP) PCR with product
sequencing. In addition, the first exon of the K-ras gene was cloned
and sequenced from DNA extracted from the plasma of 4 patients
displaying different mutations.

Seven patients (50%) harboured a K-ras mutation within their
primary tumour. Identical mutations were found in DNA extracted
from the plasma of 6 (86%) of these, including one patient with stage
A disease. Mutations were not detected in negative control tissues, in
the plasma DNA of healthy controls or in the plasma DNA of 7
colorectal cancer patients whose tumours were negative for K-ras
gene mutations. Similar results were obtained using all three
molecular biological techniques.

We conclude that genetic abnormalities can be detected in
circulating DNA extracted from the plasma of colorectal cancer
patients. This may have applications for cancer diagnosis, screening
and follow-up in the future.

Neoplasia W64-W71
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THE CCK-B/GASTRIN RECEPTOR IN HEPATOCELLULAR
CARCINOIA
*M.E.Caplin D.Michaeli.**L.More,*R.E.Pounder,**A.P.Dhillon
Departmiients of *Academic Medicine and **Histo.pathology. Royal Free
Hospital School of Medicine, London, UK. Aphton Corporation.
\Woodland, Californiia, USA.
Backgrotund: Gastrin is klnown to be a trophlic hormone binding to the
CCK-B/gastrin receptor and perhaps other receptor sites in the
gastrointestinal tract. There is little knowledge of the effect of g-astrin onl
the liver although some studies have suggested a troplhic action on
hepatocytes in cell culture and a troplhic role in the regenerating liver. It
is known that in chronic liver disease there are high circulating serum
gastrin levels. The gastrin receptor has not previously been identified in
the liver.
Hvpotlhesis: That iniman gastrin is trophic to hepatocvtes in conditions
such as cirrhosis and hepatocellular carcinona.
Aiim: To identifi the CCK-B/gastrin receptor in hlepatocellular
carcinoma.
Methods: Paraffin sections fi-om 20 consecutive patients with
hepatocellular carcinoma and 1 0 consecutive "control" patients who had
histologically normal biopsies (but abnormal liver fiunction tests) wXere
assessed for CCK-B/gastirin receptor. lmmunocvtochemistrv was
performed with a polyclonal CCK-B/gastrin receptor antibody using all
avidin-biotin metlod. The specificity of this new antibody was
demonstrated byt pre-absorbence with the CCK-B/gastrin receptor
epitope and control staining using pre-immune serum and substitution of
specific antibody by buffer.
Resullts: 16 of the 20 patients with hepatocellular carcinoma had markeed
nuclear staining involving at least 50%, of tumour cells, of these '.
patients additionally had markoed cytoplasmic staining also involving at
least 5O°/o of the tumour cells. 4 patients had no nuclear staining and 17
had no cvrtoplasmic staining. In the control group only 2 of 10 patients
had nuclear staining and another 2 patients had cytoplasmic staining.
Conclusion: The CCK-B/gastrin receptor may have a role in liver
regeneration and heplatocellular carcinoma, its physiological significance
needs to be studied fiurther.
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