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THERAPEUTIC ERC FOR MIRIZZI'S SYNDROME (MS)
R E England D F Martin
SMUH-NHS Trust X-Ray Dept - Withigton Hosp. Manchester UK

The accepted mnement ofMirizi's syndrome (MS) is surgical but
in patients who are not fit for surgery, endoscopic and percutaneous
management have been described. Our aim was to review
retrospectively our experience ofendoscopic intervention for MS.
ERCP reports of all patients presenting for endoscopic management of

choledocholithiasis between March 1989 and June 1995 were reviewed.
Those with cholangiographic evidence ofMS were selected for study.
Patient records and cholangiograms were reviewed and follow-up was
recorded from the notes or by telephone contact with patients, their
relatives, or doctors.
Between March 1989 and June 1995. 25 patientshadMS dia d

cholangiographically. There were 16 females and 9 males, median age
67 years (range 28-91). 10 presented with painlessjaundice, 9 with pam
and jaundice, 4 with cholangitis, and 2 had pain only. None presented
with a clinical diagnosis ofacute cholecystitis.
Cholangiographically, 15 had Mirizzi Type I and 10 had Mirizzi Type

2. 2 patients had no endoscopic therapy and were referred for surgery.
9 patients had preliminary endoscopic therapy: Endoscopic
sphinterotomy (ES) (6); CBD stenting (6); GB stenting (1); cystic duct
stone disimpaction & ESWL ofGB (1); mechanical lithotripsy (ML)
(2). These patients subsequently had surgery at median time of 15 days
range (1-150) post ERCP. The remaining 14 patients had endoscopic
therapy consisting ofES (13), CBD stenting (11); GB stenting (1); CBD
and GB stenting (2); cystic duct stone disipaction (3). In addition to
biliary drainage, ESWL, ML, and dissolution agents were used in 7 of
14. Ofthese 14, 3 were discharged with clear ducts, 9 had long-term
stenting, and 1 is awaiting surgery, I awaiting ESWL GB.Complications
occurred in 4/25 post ERCP: liver abscess (1), bronchopneumonia (1),
secondary biliary cirrhosis (1) and acute cholecystitis (1).
Endoscopic therapy ofMS is feasible, safe and efiective as a temporsing
measure before surgery and can be definitive treatment for those
considered unsuitable surgical candidates.

Liver F218-F227
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ANTI NEUTROPHIL CYTOPLASM AUTOANTIBODIES (ANCA)
AGAINST BACTERICIDAL/IPERMEABILIT1Y-INCREASING
PROTEIN IN PRIMARY SCLEROSING CHOLANGMTIS.
R.S.Walmsley, M.Zhao*, M.I.Hamilton, ABrownlee*, P.Chapman*,
J.S.Dooley, A.J.Wakefield, C.M.Lockwood*. Inflanmalory Bowel
Disease Study Group, Department of Medicine, Royal Free Hospital
Medical School, London, UK. *Department of Medicine, School of
Clinical Medicine, University ofCambridge, UK.

Background: In primary sclerosing cholangitis (PSC) the ANCA
target antigen remains obscure. Bactericidal/permeability-increasng
protein (BPI) has been descibed as an ANCA antigen in cases of
systemic vasculitis where the target antigen is neither myeloperoxidase
(MPO) nor proteinase-3 (PR3). BPI has high affmnity for gram negative
bacterial lipopolysaccharide and attenuates its pro-infammatory action on
monocytes and endothelial cells. Aims: To investigate the prevalence and
clinical relevance of anti-BPI ANCA antibodies in PSC. Methods: Sera
were studied from 34 patients with PSC (20 prior to liver
transplantation), 25 patients with primary biliary cirrhosis (PBC), 11 with
auto immune hepatitis (AIH) and 30 patients with non auto immune
biliary tract disease. Indirect immunofluorescence for ANCA was
performed on alcohol fixed neutrophils, and solid phase ELISA for PR3,
MPO, Cathepsin-G, lactoferrin and BPI antibodies. Results were analysed
with respect to extent, stage of disease and history of cholangitis.
Results: PSC PBC AIR Cholestatic
ANCA + 27 (79%)* 17 (68%) 9 (82%) 15 (5O%)* * -0.03
Anti-BPI 6(18%) 4(15%) 0 7(23%)
Antibodies to other ANCA antigens were rare. In PSC there was no
significant association between ANCA or anti-BPI stau and crhosis,
progress to transplantation, presence of IBD, exctent of involvement of
the biliary tree or history of cholangitis. In the control group thr was a
significant association between a history of biliary sepsis and bothi ANCA
positivity and the presence of anti-BPI antibodies (p<0.05). CoduslusoR;
Antibodies to BPI account for a minority of the ANCA in the auto
immune liver diseases. In controls bothi the presence of anti-BPI and
ANCA antibodies are related to a history of sepsis in the biliaay tract.
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SINGLE MHC-ENCODED AMINO ACID RESIDUE
DETERMINES SUSCEPTIBILITY TO AUTOIMMUNE
HEPATITIS (AIH). MD] Strttell, A Czaja*, J Thomson, PJ
Santrach*, S Breanndan Moore*, Roger Williams, PT Donaldson.
Institute of Liver Studies, King's College Hospital, London, UK and
*Mayo Clinic, Rochester, Minnesota, USA.

Susceptibility to ATH is conferred at least in part by genes of the
major histocompatibility complex (MHC). Studies previously performed
at this Institute in Caucasoid AIH patients revealed HLA associations
with the DRB3*0101-DRBl*0301 (DR52a-DR3) haplotype and
DRB1*0401 (DR4) allele. A shared sub-allelic determinant may
possibly explain these multiple associations. AIN: To verify these
observations we have performed P.CR genotyping of the HLA
DRBI/3/4/5, DQA1, DQB1 and DPBI genes and subtyped the
DRB1*04 alleles in an independent, although racially similar, group of
86 adult patients with AIH and 102 matched controls from the Mayo
Clinic. RESULTS: This study identifies DRBI*0301 rather than
DRB3*0101 as the primary susceptibility aliele (51% of patients cf.
19% of controls, p=0.0000025). Significant increases in the frequency
of DRB3*0101, DQA1*0501 and DQB1*0201 were also observed;
however these alleles are known to be in linkage disequilibrium with
DRB1*0301. There were no associations at the DPB1 locus. A
protective effect was seen for DRBI*1501 (12% of patients cf. 30% of
controls, p=0.0019). All patients and controls expressing an allele of
the DRB1*04 gene were also positive for the DRB4*0103 allele,
suggesting that these genes are tightly linked. Excluding the
DRBI*0301 positive patients from the analysis reveals a strong
secondary association with DRB1*0401 (55% of patients cf. 17% of
controls, p=0.000012). Examining the amino acid sequence variations
encoded by these DRB alleles revealed the primary determinant of
susceptibility was a lysine residue at position 71 'of the DR8
polypeptide (present in 93% of patients cf. 61% of controls,
p=0.0000003). Protection was associated with an alanine residue at
position ,71. DISCUSSION: These data suggest that the HLA genes
encoding susceptibility to AIH lie within the DR region. The primary
and secondary associations may lie closer to the DRBI rather than the
DRB3 or DRB4 genes. A shared susceptibility determinant, the lysine
amino acid residue at DRfl 71, may explain the dual HLA association.
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SERUM HYALURONIC ACID LEVELS RELIABLY
PREDICT THE PRESENCE OF CIRRHOSIS IN PATIENTS

WITH CHRONIC HEPATITIS C INFECTION.
GH Hydon. JN Plevris', JP Hanley2, KJ Simpson', R Dawkes', C.
Ludlum2, PC Hayes'. Department ofMedicine' and Department of

Haematology2, Royal Infirmary ofEdinburgh, Edinburgh.

Elevated levels of Hyaluronic Acid (HYA) are associated
with sinusoidal capillarisation, for example in hepatic cirrhosis. Liver
biopsy is.important in assessing severity and progression of disease in
chronic hepatitis C virus (HCV) infection particularly with respect to
a-Interferon therapy. The aim of this study was to evaluate the role
of serum HYA in detecting cirrhosis in patients with HCV infection
compared with cirrhosis ofother aetiologies.

Methods: Serum HYA was measured, using a radiometric
assay (Pharmacia, Sweden) in 69 patients with HCV infection and
152 patients with chronic liver disease of other aetiologies (alcohol,
n=70; autoimmune chronic active hepatitis, n=23; primary biliary
cirrhosis, n=17; cryptogenic, n=15 and various, n=27).

Results: HYA levels (umI/l) were significantly higher in
patients with cirrhosis of the liver (n=127; mean 440; 95% CI 367-
515) (p<0.0001) compared with hepatic fibrosis (n=23; mean 144;
95% CI 69-160), chronic hepatitis (n=60; mean 63; 95% CI 37-91)
and fatty liver (n=l11; mean 107; 95% CI 37-177). Within the
cirrhotic population, there was no significant difference in HYA
levels between different aetiologies: primary biliary cirrhosis (n=14;
mean 500; 95% CI 323-678), alcoholic cirrhosis (n=61; mean 498;
95%/ CI 366-631), autoimmune chronic active hepatitis (n=12; mean
225; 95% CI 122-328), cryptogenic cirrhosis (n='14; mean 225; 95%
CI 122-328), and chronic hepatitis C infection (n=15; mean 386;
95% CI 203-570).

Condusions: Measurement of HYA levels can reliably
differentiate cirrhotic from non-cirrhotic liver disease of different
aetiologies. This is of important clinical significance in chronic HCV
infection; for example in HCV infected haemophiliacs or in HCC
surveillance.
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CYP2EI-DEPENDENT ACTIVITlES IN NEEDLE LIVER BIOPSY
SAMPLES - CORRELATION WITH BIOCHEMICAL AND

PATHOLOGICAL INDICES
McGuigan LAI, Hawkswoth GM', Murray GP, Ewen SWD2, Whiting
PIP, Brunt PW4. ' Dept of Medicine & Therapeutics & Biomedical
Sciences, 2 Depf of Pathology, 3 Dept of Clinical Biochemistry, 4 GI
Unit Aberdeen Royal Hospitals NHS Trust, Aberdeen, AB9 2ZD.

The development of alcoholic liver cirrhosis occurs only in susceptible
individuals and is not always correlated with alcohol intake. CYP2E1
Is the principal alcohol metabolising enzyme in the heavy drinker and
polymorphisms of the CYP2E1 gene (rsal and pstl restriction sites)
may be implicated in the development of cirrhosis. CYP2E1-dependent
activity was quantified by chlorzoxazone 6-hydroxylation in small
samples (3-14mg tissue wet weight) obtained during routine diagnostic
liver biopsies from 18 patients. 6-hydroxy chlorzoxazone formation
could be detected after incubation with microsomal protein at levels as
low as 10 pg. The samples showed a 10-fold range in activity (0.11-
1.17nmol/min/mg protein). CYP2E1-dependent activity was positively
correlated with serum gamma glutamyltransferase (r=0.82, p<0.0001)
and with alcohol intake (r=0.66, p=0.0029). There was no correlation
of chlorzoxazone 6-hydroxylation with smoldng habits of the patients.
Alcohol intake was designated 1-4, 1 corresponding to an intake of 0-3
units per week, 2 was 3-14 units, 3 was 14-21 units per week and 4
was 21+ units per week. The mean value for chlorzoxazone 6-
hydroxylation was 0.33 ±0.16 nmol/min/mg protein in group 1, 0.24 ±
0.05 in group 2, 0.37 ±0.17 in group 3 and 0.83 ±0.35 in group 4.
Individuals with the highest CYP2E1 activity and alcohol intake had
histological changes attributable to alcohol consumption. Quantifying
CYP2E1-dependent activity in small samples obtained by needle biopsy
provides a technique which will allow direct correlation of hepatic
enzyme activity with genetic polymorphisms ofCYP2E1.

Title:Non-invasive measurement of indocyanine green (ICG) elimination
using cerebral near infrared spectroscopy (NIRS)

Authors: Hopton P, Philips B, Walsh T, Plevris JN, Dollinger Mlv,
Dawkes R, Hayes PC, Lee A.

Institution: Scottish Liver Transplant Unit, Royal Infirmary, Edinburgh
Introduction ICG clearance may be a useful marker of liver function
before hepatic resection, in cirrhotics and after liver transplantation (1,2).
In vitro spectrophotometric measurements require technical expertise and
do not provide immediate results. HPLC is the standard against which
other techniques of ICG estimation should be compared (3). Cerebral
NIRS is a monitoring technique under development which interrogates a
small volume of brain. It may provide a useful site for the non-invasive
estimation ofICG concentration and its elimination.
Method Following ethical approval, 10 healthy male volunteers received
0.3 mg.kg-1 of freshly reconstituted ICG intravenously. Contralateral
venous blood samples for HPLC analysis of ICG were taken at
0,1,3,5,10,15,20 and 30 minutes. The absorbance of near infrared light at
776.5, 819, 871.4 and 908.7 nm was monitored continuously using a
Critkon 2001 cerebral redox research monitor and data were stored at
one second intervals. An algorithm using the optical densities recorded at
each wavelength, based on the absorption spectrum for ICG, was used to
provide absolute changes in cerebral ICG concentration. The
pharmacokinetics of cerebral ICG elimination can then be determined.
Methods were compared using a paired Student's t test.
Results -0.0 cEIlmnnatlon Curves for NIRS and HPLC
k values for the curves fitted between \ HPLC 5_0.05 a.PL

3 and 20 minutes were determined for. . NIRS _
the function y = A.e 3

.0.02 2,.

Method HPLC NIRS 0o.o01
k(sd) 0.23(0.04) 0.23(0.02) 0 , aD 0

n.s. nme min
Conclusion Non-invasive measurement of ICG elimination using the
Critikon 2001 NRS monitor gives both accurate and immediate results.
References 1. Hepatology 1991;14:1029-1034 :2.Transplantation
1994;58:196-200 3. J. Pharm. Sci. 1989;78:328-333

EXPRESSION OF ENDOTHELIAL ADHESION MOLECULES AND T-
CELL HOMING RECEPTIORS IN HEPATIC TUMOURS
KF Yoone. A William. SG Hubocher. M Salmi. S Jalkanen and DH Adams. The
Liver Unit Queen Elizabeth Hospital, Birmingham B15 2TH and Turku University,
Finland.

Lymphocyte-mediated mechanism play an important role in local anti-tumour
immunity, although the degree to which different tumours are infiltrated by T-ceils
varies. Before lymphocytes can enter tmour they must first recognise and bind to
adhesion molecules on tumour endohelium and the local expression of these
molocules will therefore determine the composition of the infiltrate. In the present
study w deons d that the mononuclear cell infiltrate in hepatic tumours was
composed predominantly of T-cells. We then iooked for the expression of T-cell
homing molecules on tumour infiltrating lymphocytes (TlL) and potetal counter-
receptors on tmour endotlium, that might detemine the intensity and subset
composition of the infiltrate in primazy hepatocellular carcinomas (HCC) and
color hepatic metsae (CHM).
Methods: Immunohistochemistry and flow cytometry were used to study L-selectin
and the integrins LFA-1, a487, aicelB7 and VLA-4 on T-cells; tumour endotelium
was stined and scored on a scale of 0 (absent) to 3 (strongly expres for ICAM-
1, VCAM-1, E-selectin and vcular adhesion protein-1 (VAP-1), a novel
endothelial adhesion molecule that we have recently shown supports T-cell binding
to norml hepatic endothelium.
Results: In HCC (n-5) T-cells comprised 12.5 +1-3.4% of total nucleated celta
in the parmchyma and 23.4 +1-1.6% in the stroma. Overal 49% of the
inflammatory infiltrate were T-cells, 67% of which were CD4 T cells. In contast,
the infiltate in CHM (n=5) comprised 6.9 +1-0.8% of paenchymal cells ad 12.1
+/-2.2% of stml cells with 39% of the inflammatory infilutr composed of T-
cells evenly divided between CD4 and CD8 sbse . HCC-derived TIL expresd
high levels of LFA-1 and VLA-4 wherea CHM TIL showed less VLA-4
expression. The T-cell homing molecules L-selectin, cr487 and crIEL87 were not
expsd by TIL in either tumour. There were marked differcs between
endothelial adhesion molecules expressed by the two tmours. In all 5 case HCC
endothelium showed strong expression of ICAM-1 (mean score 2.13 +1-0.22) and
vascuar adhesion protin-i (mean score 1.5 +1- 0.5) compared with weak ICAM-1
expression (mean 0.9 +/-0.38 p<O.01) and absent VAP-1 expression in CHM.
Endhelium in both tumoura epresed VCAM-1 weakly (HCC 0.25 +1- 0.2;
CHM 0.2 +/- 0.25) but not E-seectin.
C~ons:
1) HCC are more ily infiltratd with TI'L than CHM.
2) The low levels of a487, aELB7 & L-selectin on HCC-and CHM-infiltrating T-
cells t~ tho molecules ae not involved in TIL homing to liver tum .
3) The ineased epresion of ICAM-1 and VAP-1 on endothelium in HCC may
expla why thes um are more havily infiltrated by T-cells than CHM.
4) That HCC and CHM differ in their expression of endothelial adhesion molecule
sugges that local tu r facrs, ntber than the tomical site of the tumour,
determine the phenpe of tumour endothelium.

LIVER TRANSPLANTATION FOR AUTOIMMUNE HEPATITIS -
A SINGLE CENTRE EXPERIENCE.

M.M. Ahmed, D.J. Mutimer, M. Hathaway, S. Hubscher, P. McMaster
and E. Elias. Liver Unit, Queen Elizabeth Hospital, Birmingham, B15
2TH.

Introduction. Auto-immune hepatitis (AIH) is a common indication
for liver transplantation (LT). We review our Unit's experience over
the past 12 years.
Patients. Between Dec 1983 and Sept 1995, 53 patients (13M:40F,

median age 39 years) were transplanted for AIH Median length of
follow up is 46 months.

Results. The actuarial 10 year survival was 64% with 39 patients
currently alive. Eight patients needed a second graft (5 for chronic
rejection, 2 for hepatic artery thrombosis, 1 for biliary stricture) and 2
patients needed three grafts (for recurrent chronic rejection in both
cases). The 12 early deaths post-LT were predominantly due to
infection, including fungal septicaemia. The duration of
immunosuppression prior to LT did not influence survival. Thirty three
patients have been followed up for >6months. Unexplained chronic
hepatitis (CH) in the graft was seen in 20/33 (18 mild CH, 2 moderate
CH) with associated transaminitis in 11 cases. CH was diagnosed
within 24 months of LT in 19/20 cases. Follow-up autoantibody data
was available in 18/33 patients - autoantibody persistence occurred in
13, non-persistence in 5. Autoantibody persistence was not related to
graft rejection or CH. HLA B8 and DR3 was found frequently
(-50'/V) in the liver recipients. Neither recipient nor donor HLA
B8/DR3 status influenced incidence of acute rejection episodes or
unexplained CH post-LT. However, chronic rejections was less
common in patients receiving a HLA B8-ve/ DR3-ve grafts.
Conclusion. Survival following LT for AIH is similar to that for

other conditions. CH occurring within 2 years of LT is a frequent
occurrence and is of uncertain significance. CH with associated
transaminitis may represent recurrent disease in some patients.

A56

 on M
ay 19, 2023 by guest. P

rotected by copyright.
http://gut.bm

j.com
/

G
ut: first published as 10.1136/gut.38.S

uppl_1.A
55 on 1 January 1996. D

ow
nloaded from

 

http://gut.bmj.com/


Gut 1996; 38 (suppl 1) A57

F225

CARDIAC SPECIIC ALPHA-MYOSIN ANTIBODIES IN
ALCOHOLIC IUVER DISEASE: AN EMMLNOLOGICAL
ROLE IN ASYMPTMATIC LEFT VENTRCULAR
ENLARGEMENT?
AC Douds MK Baig, C Page, M Yamada, JG Goldman, JD Maxwell,
W McKenna. St. George's Hospital Medical SchoolLondonSW17 ORE

Asymptomatic left ventricular enlargement (LVE) occws in up to
30% of patients with alcoholic liver disease (ALD). The presence of
IgG antibodies to cardiac acetaldehyde adducts in alcoholics suggests
that immumological mecnisms may play a role in the pathogene ss of
LVE. We postulate that other antigens such as cardiac myosin may also
be important in the development ofLVE.

Aims Our first aim was to deterine if cardiac specific anti-aupha
myosin antibodies are present in the sera ofALD patients. Secondly we
investigated if these antibodies are associated with edocardiographic
and sigal average electrocrographic (SAECG) ab e

Methods Anti IgG alpha-myosin antibodies were assayed in: 51
consecutive ALD patients attending a liver clinic (age 52 + 9.9, 36
males) in 92 patiets with ischaemic heart disease (age 56+7.6, 70
males), and in 203 normals (age 45+16, 100 males) using an ELISA.
Patients with ALD also had 2D echocardiogaphy and an SAECG.

Results Anti-IgG myosin antibodies were present in 9/51 (18%)
patients with ALD (p<0.0001, x2), 4/92 (4%) patie=t with ischaemic
heart disease (p=0.44) compared to 4/203 (2%) normask Myosin
antibodies were significantly more common in ALD (P'0.02) than
ischaemic heart disease patients. LVE was detected in 25% of patients
with ALD and the SAECG was abnormal in 17%. Anti myosin antibody
positivity/ titrs did not correlate with LVE or SAECG abnormalies in
ALD patients.
Conclusion Myosin antibodies are significantly increased in patients

with ALD. They are not common in those patients with established
ECHO or SAECG abnormakites suggesting that they do not occur
simply as a consequence ofmyocardial damage. Myosin antibodies may
be an early predictor of future development of LVE in patients with
ALD.

F226

CELL LINES DERIVED FROM NORMAL HUMAN LIVER BY
INFECTION WITH A RETROVIRUS CONTAINING THE SV40

LARGE-T-ANTIGEN
MJ Smally. AC Selden, MJ O'Hare* and HJF Hodgson.

Royal Postgraduate Medical School, London, UK
*Department of Surgery, University College London, London, UK

Backgmund Many of the available human liver cell lines are tumour-
derived and this limits the effectiveness of such cells as models of
normal tissue. Introduction into normal cells of a temperature-sensitive
(ts) variant of the SV40 large-T-antigen produces cell lines which
proliferate at 33.5°C but cease proliferating and enhance differentiated
function at 39.5'C.
Aim To generate proliferating cell lines which maintain. as closely as

possible. the in i'iio differentiated functions of the normal liver cells
from which they were derived.

Method Primary cultures of normal, mixed, primary human liver cells
were infected with an amphotropic mouse retrovirus containing the SV40
large-T-antigen and a selectable marker (neo). We report here the early
results of morphological and functional characterization of the cells
derived from these cultures.

Results Five non-clonal cell strains have been generated so far. Four
have been in culture for three months and a fifth for ten months.
Morphologically, all strains have a mesenchymal pattern of growth. All
cells possess nuclear T-antigen. The doubling times at 33.5C range
between 27 and 480 hours. Culture at 39.5'C retarded cell growth (e.g.
from 190 hours at 33.5°C to 450 hours at 39.5°C) but did not completely
arrest growth. Albumin secretion was not demonstrable using ELISA.
Immunostaining demonstrated that approximately 1% of cells in each
strain were positive for cytokeratin 18 (a parenchymal cell marker) and
1% for von Willebrand factor (an endothelial cell marker); up to 20%
possessed a-smooth muscle actin (a hepatic stellate cell marker).
Moreover, HGF mRNA has been demonstrated in the one strain (the
oldest) tested so far by Northern blotting.

Conclusion Five cell strains have been generated. From the
morphology, staining patterns, ELISA and Northern blot results, the
cultures are composed principally of immortalized hepatic stellate cells.
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DO PHARMACOLOGICAL AGENTS FOR PORTAL
HYPERTENSION COMPROMISE RENAL FLOW?
Stanley A.J., Bouchier I.A.D., Hayes P.C.
Department ofMedicine. Royal Infirmary ofEdinburgh. EH4 9YW

Both propranolol (PROP) and isosorbide-5-mononirat (ISMO) are
commonly used in the management of portal hypertensio. Recently,
concern has been expressed that these drugs may commis renal
function in cirrhotic patients by reducing renal perfusion as a result of
their hypotensive action. We assessed the hanmodynamic effects
including renal blood flow ofthese drugs.
Methods: 12 cirrhotic patients were studied. After an ovwght fst,
heart rate (HR), mean arterial pressure (MAP), hepatic venous
pressure gradient (HPVG), azygous flow (AZY) and uniateral renal
vein flow (RBF) (by direct reverse thermodilution method) were
recorded. Patients were then given either 80mg PROP (6 patients,
mean Childs-Pugh score (CPS) 9.2 (1.3)) or 20mg ISMO (6 patients,
mean CPS 9.7 (1.7)) and the above m urem n repeated after 60
minutes.
Results: There was no correlation betwee the baselim RBF and CPS
although it was significantly reduced in patients with sever asctes
(p<0.01). Haemodynamic parameters at baseline (pre) and at 60
minutes (post) are summarised below:

PROP ISMO
pre post pre Pt

EIR 80.3(5.1) 68.8(5.7)* 87.7(3.8) 91.8(4.1)
MAP 80.5(4.9) 75.8(4.2) 83.7(4.2) 76.3(4.8)0
HVPG 18.8(2.7) 13.8(2.6)# 15.4(2.4) 11.0(1.4)#
AZY 483.1(130.1) 285.6(53.4)# 614.2(261.9) 591.7(209.7)
RBF 543.5(89.9) 446.1(64.8) 263.2(S3.9) 285.3(78.7)

Results are expressd as mean (standard error) with preses ia mmHg and low
in m/min. (#p<O.05, °p<O.01, *p-0.001)
Conclusion: Despite the anticipated reduction in other haemodynanic
parameters, RBF did not fall significantly following adminirstation of
either PROP or ISMO to cirrhotic patients.

IBD and colorectal F228-F238
F228

INCREASED EXPRESSION OF CIRCULATING LEUCOCYTE
ADHESION MOLECULES CDIlb AND CD18 IN INFLAMMATORY
BOWEL DISEASE. CE Collins, C Davies*, MG Macey*, DA
McCarthy*, DS Rampton. GI Science Research Unit and Department
of Haematology*, St Bartholomew's and The Royal London School of
Medicine and Dentistry, Whitechapel, London.

Adhesion of leucocytes to vascular endothelium depends in part
on their expression of specific surface antigens. Among these, CD1 1
and CD18 bind to endothelial cell intercellular adhesion molecules-I and
-2. Leucocyte activation is a feature of inflammatory bowel disease
(IBD) and monocyte-endothelial cell interaction may be an early event in
pathogenesis. Conventional therapy including sulphasalazine may
reduce expression of leucocyte adhesion molecules. We tested the
hypothesis that IBD is associated with up-regulation of circulating
leucocyte adhesion molecules. %

METHODS: Using fluorescently-labelled specific monoclonal
antibodies and a novel flow-cytometric method, we measured leucocyte
surface expression of the antigens CD1 la, b and c and CDI 8 in unfixed
whole blood in Crohn's disease (CD), ulcerative colitis (UC) and
healthy controls.

RESULTS: No statistically significant differences in % cells
positive for these antigens were detected, but for CDl lb and CD18,
mean fluorescence intensity (MFI), a quantitative measure of antigen
density, was increased for granulocytes (GNLs) and monocytes (MNs)
in IBD.

MFI expressed as median (interquartile range):
CD11b CD18

n GNLs MNs GNLs MNs

healthiycontrols 8 30 (26-34) 27(22-38) 40(39-41) 86(82-98)
actveCD 10 97* (SS-114) 1061(92-121) 571(53-108) 121 (94163)
inactiveCD 11 71t(52-114) 1731 (70-280) 47 (45-62) 104 (97-128)
actveUC 11 69*(35-100) 81t(65-112) 62*(48~101) 105S(103-183)
inactiveUC 9 80* (43-116) 88 (44-132) 49e (4652) 93(82-101)

* PNO.5 vs contmla, 1P<0.005 vs contrls
CONCLUSIONS: Increased expression of the adhesion

molecules, CDl lb and CD18, on circulating granulocytes and
monocytes is likely, by enhancing leucocyte adhesion to vascular
endothelium, to promote cellular diapdsis and naflltation of the bowel
wall in IBD.
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