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Pancreatic Society of Great Britain and Ireland

The 18th annual meeting of the Pancreatic Society of Great Britain and Ireland was held at the Postgraduate Medical Centre at
St Mary's Hospital, London on 18 November 1993 under the presidency of Mr Geoffrey Glazer. The guest lecturer was Professor
Howard Steer, who gave a presentation on 'The pathophysiology of acute pancreatitis'. The Rodney Smith Prize for the best oral
presentation was awarded to Ms Laura Formela for her paper on 'Demonstration of tumour necrosis factor in pancreatic acinar cells
by in situ hybridisation in a model of acute pancreatitis'. The following abstracts were presented:

Serial blood antioxidants in acute pan-
creatitis (AP)

N M SHARER, D SCHOFIELD, D DEARDON,
J MCINTOSH, J M BRAGANZA (Pancreato-Biliary
Service, The Royal Infirinary, Manchester M13
9WL) We have reported very low concentra-
tions of vitamin C, selenium, and glutathione
(GSH) in admission samples from patients with
AP (Digestion 1991; 49: 14; Biochem Soc Trans
(in the press)). We now report serial analysis in
an attempt to further elucidate whether low
antioxidant levels are solely due to consump-
tion from inflammation or may also reflect
premorbid lack. Blood samples from 13 con-
secutive patients (aged 21-80 years) were
studied, whose attacks commenced six hours to
six days before presentation (median 48 h); 10
mild, 3 severe by Ranson criteria. Admission,
48 h+one week samples were analysed. The
results are as shown: values are median (range);
*p-0 005 v controls, tp6005 v admission.

Admission +48 hrs +1 wk Conerols

Plasma
Vitamin C 4-8 (0-5- 4-1(0-8- 2-7 (0-6- 14 2 (63-

mg/I 11-6)* 11 7)* 5 1)* 19 0)
Serum

Selenium 67(25- 59 (21 64 (22- 119(81-
ig/ 114)* -1 10)* 114)* 161)

Whole blood
GSH imol/g 805(574- 833(570- 7-30(6-26- 10-14(7-49-
Hb 11-68)* 10-55)* 9.98)*t 12-21)

The baseline decrements in blood were -
vitamin C>selenium>>GSH, but only GSH
fell further with time. Therefore while meta-
bolic perturbation from inflammation may be
involved, the data additionally suggest pre-
morbid deficiencies of the first two anti-
oxidants, resulting in inadequate mobilisable
stores.

The role of platelet activating factor in a
model of acute pancreatitis

L J FORMELA, M WHITTAKER*, A N KINGSNORTH,
(Department of Surgery, University of Liverpool
and *Bntish Biotechnology Group plc, Oxford)
The role of platelet activating factor (PAF) a
bioactive phospholipid that has effects on
capillary permeability, was investigated for its
role in the pathogenesis ofacute pancreatitis by
administration of BB-882, a potent selective
PAF antagonist. Pancreatitis was induced by
microvascular ischaemia in 24 Wistar rats,
resulting in increases in serum pancreatic
enzymes, pancreatic weight, and histological
evidence of acute pancreatitis. Histological
changes were assessed using an established
point scoring system for each of the features of
oedema, inflammatory infiltrate, fat necrosis,
parenchymal necrosis, and haemorrhage.
Treatment with BB-882 5 mg/kg intraperi-
toneal 30 minutes after induction of pan-
creatitis significantly inhibited increase in
serum amylase and histological changes of
pancreatitis.

Serum Pancreatic Histology
amylase weight score
(IU/I) (g) (0-27)

Pancreatitis
+saline 3928(2800- 2-35 (1-75- 12-3 (8-
(n=12) 5900) 3 08) 18)

Pancreaiitis
+BB-882 2477(2100- 2-39 (1-92- 5 (3-
(n=12) 3280) 2 %) 10)

p<0001 NS p<0001

Values are mean (range), p values Wilcoxon rank sum
test.

Platelet activating factor may be released
endogenously during the evolution of acute
pancreatitis. Administration of BB-882, a
potent PAF antagonist, after induction of acute
pancreatitis alters the progression of acute
pancreatitis in this model.

Multicentre audit of surgical management of
acute necrotising pancreatitis

D MANN, M J HERSHMAN, R HITTINGER, G
GLAZER (St Mary's Hospital, London W2) The
role of surgery in the management of acute
necrotising pancreatitis remains controversial.
Operative intervention is indicated for infected
necrosis but debatable in sterile necrosis. This
report is an audit of the management of
necrotising pancreatitis, which arose in 612
patients with acute pancreatitis reported over a
48 month period from nine hospitals in north
west London. There were no set management
protocols and clinical decisions were made by
the supervising consultant at local level.

Fifty eight (9 5%) patients had proved
necrotising pancreatitis (38 shown by dynamic
computed tomography (CT); 14 by laparo-
tomy, and six at post mortem examination).
Thirty five patients were managed non-
operatively of whom 18 survived and 17 died.
Operative intervention was undertaken in 23
(4%) patients: 15 survived and eight died. The
indications for operation were dynamic CT
appearances and clinical judgement in 11 cases,
a positive CT guided bacterial aspiration in 10
and clinical evidence alone in two. Twenty one
of these 23 patients had confirmed bacterial
invasion of the debrided tissue.
The operative intervention rate of4% for the

whole study population was lower than that
reported from other European centres and may
have represented a higher threshold for
surgery. Seventeen (29%) patients, however,
died with a clinical picture of necrotising
disease having been treated conservatively sug-
gesting that the search for infection and evalua-
tion for surgery may have been incomplete.

This audit of current working practice sug-
gests that uninfected pancreatic necrosis can
usually be treated non-operatively. A more
thorough evaluation to identify those patients
with bacterial invasion who stand to benefit
from surgical intervention might result in
improved overall outcome.

E-Selectin in acute pancreatitis

L J FORMELA, S W GALLOWAY, A N KINGSNORTH
(Department of Surgery, Royal Liverpool
University Hospital, Liverpool) Neutrophil
adherence to vascular endothelium of post-
capillary venules is one of the first events at the
site of an inflammatory stimulus. A number of
cell adhesion molecules (CAM) have been
identified that mediate leucocyte adhesion
including the selectins E and P, which bind to
complex polysaccharides on the leucocyte and
are expressed by vascular endothelian cells. E-
selectin can be detected in serum in a soluble
form after release from cytokine activated
endothelial cells and represents a specific
marker for endothelial damage or activation.
To investigate the possibility that vascular

endothelial cell damage may be an early event
in acute pancreatitis, E-selectin concentrations
were measured in serum samples from 20
consecutive patients with acute pancreatitis
within 24 hours of admission. E-selectin values
were determined using an enzyme linked
immunoassay (British Biotechnology plc,
Oxford) and correlated with APACHEII, poly-
morphonuclear elastase (PMNE), and inter-
leukin 6 (IL 6) as early markers of disease
severity.

E-selectin PMNE IL 6
ng/ml sg/ml pg/ml

Normal 47-6 (28-6-
range 66 7) 2-42 <30

MildAP 103(64- 107(59- 63-5(4-1-
n= 13 363) 153) 376)

Severe AP 164 (68- 171(133- 282 (27-
n=7 298) 477) 300)

Wilcoxon
rank sum
mean
(range) p<001 p<001 p<001

E-selectin concentrations were increased
early in the evolution of acute pancreatitis and
were significantly higher than healthy controls
(p<O-Ol).

E-selectin concentrations did not distinguish
between mild and severe acute pancreatitis at
the time of admission (based on APACHEII,
PMNE, and clinical outcome) (p<0- 1) but
early raised values of E-selectin points to
vascular endothelial activation as an early event
in the evolution of the disease and may be a site
to target treatment.

Human pancreas specific protein (HPASP):
an early marker of severity in acute
pancreatitis?

S W GALLOWAY, L FORMELA, A N KINGSNORTH
(Department ofSurgery, University ofLiverpool,
PO Box 147, Liverpool L69 3BX) Human
pancreas specific protein is a highly tissue
specific protein, constituting about 2% of the
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cytosolic protein ofthe pancreas. Raised serum
concentrations of hPASP are associated with
pancreatic acinar cell damage as found in acute

pancreatitis and graft rejection. A study was

undertaken to determine the efficacy of hPASP
in assessing the severity of the attack of pan-

creatitis during the admission period (initial 24
hours), when compared with established
methods - APACHE scoring, interleukin 6
(IL 6), and serum polymorphonuclear elastase
(PMNE). Forty patients with the diagnosis of
acute pancreatitis made on clinical and bio-
chemical grounds (amylase greater than three
times normal) had serum PMNE, IL 6, and
hPASP values determined on samples taken
during the first 24 hours of the hospital admis-
sion.
There were 30 cases of mild pancreatitis as

defined by an APACHE score of <8 and 10
severe cases (APACHE >8).

Pancreatitis Wilcoxon
Normal rank sum
range Mild Severe test

PMNE
(median, 2-42 125 (59- 379 (133-
range) tg/l 281) 654) p<001

IL 6 <30 70 (4- 288 (27- p<005
pg/ml 732) 1000)

hPASP 15-111 760(92- >1000(600- p>0.05
ng/ml 1000) 1000)

PMNE and IL 6 both discriminated mild
from severe cases during the admission period.
There was a trend towards a rise in hPASP in
the severe group compared with the mild as

defined by APACHE scoring, although this
was not significant at p<0 05. This preliminary
investigation of hPASP warrants further study
in a larger group of patients.

Systemic complications in acute pancreatitis
are associated with increased monocyte
cytokine release

C MCKAY, G GALLAGHER, J N BAXTER, C W IMRIE

(University Department of Surgery, Glasgow
Royal Infirmary, Glasgow) The early stages of
severe acute pancreatitis are characterised by a

systemic illness similar to that seen in patients
with sepsis. There is much evidence to suggest
that the excessive release of cytokines, in
particular interleukin 11 (IL 113), interleukin 6
(IL 6), and tumour necrosis factor a (TNFa),
plays a key part in the systemic manifestations
of sepsis but their role in acute pancreatitis is
uncertain. We have therefore assessed the
secretion ofIL 1, IL 6, andTNF by monocytes
isolated from selected patients with acute pan-
creatitis during the first week of illness.
Of 28 patients studied, 16 developed

systemic complications (respiratory impair-
ment - 13; renal failure - 1; multiple system
failure - 2) of whom five died. Monocyte

Day I Day 3 Day 5

IL 11 2-24(1-42- 1-86(1-16- 2-33(1-81-
(comp) 3 05)* 3-89)** 2 74)***

IL 13 1-17(0-8- 0-82(0-46- 1-3(0-86-
(uncomp) 1-79) 1-42) 1-73)

IL 6 43-3 (30-2- 34-7 (204- 19-2 (86-
(comp) 70 6)**** 57 8)*** 55 6)

IL 6 6-9 (39- 5-3 (3 45- 7-8 (3-95-
(uncomp) 21-5) 11-8) 14.9)

TNFa 12-5(4-02- 8-7(24- 2-3(18-
(comp) 29O0)** 23-3)* 7'2)

TNFa 2-55(1-7- 2 15(13- 2-4(18-
(uncomp) 4-0) 4'6) 4 9)

*p<O05, **p<0-02, ***p<0.005, ****p<0-001; results in
ng/ml, median (interquartile range).

secretion ofTNFa, IL 113, and IL 6 was higher
in patients who developed systemic complica-
tions than in those with an uncomplicated
course.
The results of this study suggest that

increased cytokine release by activated leuco-
cytes plays an important part in the patho-
physiology of the systemic complications of
severe acute pancreatitis.

Biphasic tumour necrosis factor (TNF)
release in experimental acute pancreatitis

S DOLAN, G CAMPBELL, G MCCLUGGAGE*, M I
HALLIDAY, B J ROWLANDS (Departments of
Surgery and Pathology*, The Queen's University
of Belfast, Institute of Clinical Science,
Grosvenor Road, Belfast BT12 6BJ) TNF is an
important mediator of septic shock and has also
been implicated in the pathogenesis of adult
respiratory distress syndrome. The role of
TNF in the pathogenesis of systemic complica-
tions in severe acute pancreatitis (AP) is
unclear. The aim ofthis study was to determine
the systemic TNF response in a rat model of
severe AP.
AP was induced in 24 male Wistar rats (250-

350 g) by injection of 0-2 ml of 5% sodium
taurochalate at 30 mm Hg into the pancreatic
duct. Control rats (n=18) received a saline
injection. The pancreatitic process was verified
by plasma amylase, haematocrit, and histo-
logical scoring of the pancreas. Blood sampling
was carried out 2, 3, and 12 hours after
induction of pancreatitis by open cardiac
puncture. Samples were assayed for TNF
using the WEHI clone 13 bioassay and an in
house ELISA and endotoxin by the chromo-
genic LAL assay.

TNF pglml 2 Hour 3 Hour 12 Hour

AP (n=8) WEHI 54±20* 15±9 0
Control (n=6)
WEHI 0 0 0

AP (n=8) ELISA 74±7* 35±13 83±5*
Control (n=6)
ELISA 20±8 22±14 32±10

*=p<O005 Mann-Whitney U test.

All samples were negative for endotoxin.
Immunoreactive TNF was significantly raised
at both 2 and 12 hour v controls, however,
biologically active TNF was significant only at
2 hours. This difference may be explained by
the ability of the ELISA to measure receptor
bound and free TNF. This important cytokine
may have a pivotal role in the pathogenesis
of AP.

Demonstration of tumour necrosis factor in
pancreatic acinar cells by in situ hybridisa-
tion in a model of acute pancreatitis

L J FORMELA*, P J MCLAUGHLINt, B F FLANAGANt,
S N SOUTHERN, T E GILES, I F MCDICKEN, A N

KINGSNORTH* (Department of Surgery* and
Imunologyt, University ofLiverpool and Depart-
ment ofPathology, Womens Hospital, Liverpool)
Clinical similarities between the systemic
complications in acute pancreatitis (AP) and
the sepsis syndrome (SS) may be the result of
neutrophil activation. Tumour necrosis factor
(TNF) is considered to be a primary trigger for
neutrophil activation generated by the host in
SS and may also play a part in the development
of systemic complications in acute pancreatitis,
particularly the acute respiratory distress syn-

drome. The early cellular events in acute
pancreatitis remain to be established. Circulat-
ing blood concentrations of TNF may be an
imappropriate reflection of its role in the patho-
genesis of AP.
To investigate the possibility that TNF may

be produced in the pancreas and be the trigger
for neutrophil activation in AP, rat pancreatic
tissue sections were examined by in situ
hybridisation for expression ofTNF synthesis.
Normal rat pancreas showed no signal for

TNF. Strong expression of TNF was seen in
the basal perinuclear region of the acinar cell in
a model of acute pancreatitis induced by a
method of microvascular ischaemia and was
specific for this site, indication de novo synthe-
sis within the pancreatic acini. As far as we are
aware this is the first time TNF synthesis has
been shown within pancreatic acinar cells.

This finding strongly suggests a role ofTNF
in the pathogenesis of acute pancreatitis. Vari-
able detection or absence of this cytokine in the
blood stream, which hitherto has been assumed
to be derived from the monocyte macrophage
series, is a misleading finding if local tissue
expression represents the stimulus for neutro-
phil activation and the systemic effects result-
ing from their activation.

Nitric oxide a novel therapy for pancreatitis
induced lung injury

D O'DONOVAN, C KELLY,WWATSON, H REDMOND,
P BURKE, D BOUCHIER-HAYES (introduced by
P Broe) (Department of Surgery (RCSI),
Beaumont Hospital, Dublin 9) Nitric oxide
(NO) is an endogenous vasodilator, which also
inhibits neutrophil activation and adherence to
endothelial cells. Inactivation of NO by super-
oxide anion released from activated neutrophils
may be central to the adult respiratory distress
syndrome. We evaluated the effect of increas-
ing NO, with sodium nitroprusside (SNP) and
of decreasing NO levels with N-nitro L-
arginine methyl ester (L-NAME), on lung
injury associated with pancreatitis. Sprague-
Dawley rats were randomised to controls
(saline infusion) or caerulein induced pan-
creatitis groups, which were treated with
saline, SNP (0 4 mg/kg) or L-NAME (10 mg/
kg). Myeloperoxidase (MPO) was used to
measure neutrophil infiltration in the lung.
Wet:dry lung weights and broncholavage
(BAL) protein were used to measure pulmo-
nary microvascular permeability.

Control
Mean Control L-NAME Pancreatntis L-NAME SNP
(SEM) (n= 10) (n=5) (n=-O) (n= 10) (n= 10)

MPO 2-08 3 01 6-79 901 2 54
(u/g) (0-5) (0-5) (0-5)* (0 3)* (0 4)t

Wet:dry 2 85 3 09 7 01 119% 3-8
wt (02) (03) (0.5)* (06)t (0-37)t

BAL
protein 347 352 2529 3707 1389
(mg) (32) (29) (222)* (309)5 (182)§

*p<0001 v control, tp<0-001, 4p<0005, Sv pancreatitis (Student's t
test).

Pancreatitis induced significant pulmonary
neutrophil influx and pulmonary micro-
vascular leakage, effects that were attenuated
by sodium nitroprusside and exacerbated by L-
NAME. These data support the hypothesis
that inactivation of endogenous NO may in
part be responsible for the neutrophil mediated
lung injury in pancreatitos.

Lithostatin expression in acute experimental
and human chronic pancreatitis

P SARSFIELD*, S BANNISTER, P GOGGIN, A BONE,
D FINE, H OKAMOTO, C D JOHNSON** (*Depart-
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nents of Pathology, **Surgery, and Medicine,
Southampton General Hospital, Tremona Road,
Southampton S09 4XY) Lithostatin (pan-
creatic stone protein) is structurally identical to
reg protein, found in regenerating islets. Litho-
statin prevents calcium carbonate crystal
formation and growth. Lithostatin expression
is said to be reduced in chronic pancreatitis.
Using a monoclonal antibody against reg

protein for immunohistochemistry, we have
studied the expression of lithostatin in normal
adult (n=7) and infant (n=7) human pancreas,
in chronic pancreatitis (n=9), and in a novel
porcine model of acute pancreatitis (n= 10).
Normal human pancreas showed very faint

expression of lithostatin, which was expressed
abundantly in normal infant tissue. Lithostatin
was clearly expressed in all but one case of
chronic pancreatitis (focal in four, diffuse in
four). Normal pig pancreas showed minimal
expression with increasing intensity of expres-
sion of lithostatin correlating with severity of
inflammation.
These results suggest that lithostatin expres-

sion may be up regulated in acute and chronic
pancreatitis, and that lithostatin may have a

role in pancreatic growth.

Attitudes to palliative resection for pan-
creatic cancer

C D JOHNSON (University Surgical Unit,
Southampton General Hospital, Southampton)
Pancreatic ductal adenocarcinoma has a poor

prognosis, with few longterm survivors after
curative resection. Until recently, operative
mortality was so high that palliative resection
was discouraged, this has now fallen below 5%.
If there are benefits to the patient in length of
survival or quality of life, then palliative resec-

tion is a viable option.
This survey questioned British surgeons

about their attitudes and practice in this area.

A questionnaire was sent to 30 surgeons; 24
replied. Their total experience was 703 resec-

tions (median 20). Six had never left residual
tumour at resection. The remainder had done
so in up to one third of cases. Half the surgeons
felt that palliative resection for local invasion
was reasonable. Three surgeons (1-5%) felt
that resection of a pancreatic carcinoma in the
presence of liver metastases was reasonable in
some circumstances, such as emergency resec-

tion for duodenal bleeding, or to leave a small
tumour load in a young, fit patient. Survival up
to two years has been seen in these circum-
stances.

British surgeons are currently opposed to the
concept of palliative resection of pancreatic
cancer. Data are required on the effect of
paliative resection on susceptibility to adjuvant
treatment, length of survival, and quality of
life.

Incidence, treatnent, and survival in 13 560
patients with pancreatic cancer: an

epidemiological study in a UK region

S R BRAMHALL*, C CUMMINS**, A G JONES***,
A ALTWOOD***, J P NEOPTOLEMOS* (*Academic
Department of Surgery, Dudley Road Hospital,
Birmingham B18 7QH, **West Midlands
Cancer Registry, Birmingham B15 2TH,
***University of Birmingham Medical School,
Birmingham B15 2TT) National resection rates
for pancreatic cancer are rising in several
countries, for example, in Norway 7% of
patients are being resected with an operative
mortality of <10%. Accurate epidemiological
data on pancreatic cancer in the UK are

lacking. We report the results of an active and
passive surveillance programme from a single
UK region with a 5- 5 million population over a
30 year period (1957-86) involving 13 560
patients with pancreatic cancer.
The incidence for 1960-64 in men was 86 per

105 population and 69 per 105 for women,
increasing to 105 per 105 and 83 per 105
respectively in 1970-74, but levelling off in
subsequent years. There were fewer patients
that had a laparotomy alone in the last 10 year
period (1977-86) compared with the first 20
year period (1957-76) (19-6% v 14-5%). The
rate of bypass surgery was similar in the two
periods (34-8% v 35-4%), while more patients
had supportive care only (41-6% v 47-8%) (all
p<O 0001). The resection rate surprisingly did
not change (2-6% v 2-6%). The 30 day
mortality improved between these two periods:
resection (45-2% v 27-6%), bypass surgery
(25-0% v 21-7%), and laparotomy (56-3% v
45-1%) (all p<O-OOOl). The 12 month actuarial
survival rates for bypass were similar during
the two periods (12-4% v 15-1%) as were the
five year survival rates for resection (2-6% v
9-7%).
An improvement in the resectability rate and

reduction in operative mortality should be
identified as an important objective in this
region.

Tissue factor is responsible for the pro-
coagulant activity of human pancreatic
carcinoma

A K KAKKAR, S TEBBUTT, M F SCULLY, R C N
WILLIAMSON (Department of Surgery, Royal
Postgraduate Medical School and Thrombosis
Research Institute, London) The procoagulant
activity of pancreatic carcinoma cells may
facilitate local invasion and metastasis, besides
predisposing patients to venous thrombo-
embolism. The contribution of tissue factor to
this process was explored in human pancreatic
cancer cell lines (n=8). Total procoagulant
activity in cell cultures varied widely but
prothrombinase activity (by chromogenic
assay) less so. Tissue factor (measured by
amidolytic assay), was responsible for 86-100%
of procoagulant activity, its high level in five of

Procoagulant activity
TF PA pM

TF Antigen thrombinl
Cell TUII04 Non- pg/lO4 min/l14
line cells TF cells cells

CaPanc2 6560 100 347-2 23-0
Pancl 60 10 0 9 23-7
BxPC3 3450 50 1189-2 14-4
MiaPia 110 10 0-16 36-0
PT45 2450 20 1384-6 13-8
818.1 1400 Nil 16-3 17-2
818.4 14 Nil 0 3 14-7
818.7 4000 Nil 20 10 5

TF=Tissue factor; TU=thromboplastin units;
PA=prothrombinase.

eight cell lines being confirmed by ELISA
measurement of its antigen. Immunohisto-
chemical analysis using the same polyclonal
anti-TF antibody showed heavy staining in
those cell lines with a strong procoagulant
activity. The wide spectrum of procoagulant
activity in vitro may explain the clinical vari-
ability in thrombotic complications. Measure-
ment of these parameters could permit rational
treatment directed against tissue factor depen-
dent thrombin generation.

Plasma gastric and CCK response after
pylorus preserving pancreatoduodenectomy
with Billroth II reconstruction and defunc-
tioned Roux loop pancreaticojejunostomy

A N KINGSNORTH, L J FORMELA, D CHEN, J F
REHFELD (University ofLiverpool, Liverpool and
University ofLund, Rigshospitalet, Copenhagen)
There are several alternative methods for re-
establishing continuity of the gastrointestinal
tract after Billroth II conventional (B2PD) or
Longmire reconstructed pylorus preserving
pancreatoduodenectomy (L-PPD) abolishes
the postprandial gastrin response whereas the
response after L-PPPD is similar to controls.
In this study a novel reconstruction after PPPD
has been designed to separate the biliary and
pancreatic secretions by restoring continuity in
the Billroth I manner with the pancreatic
remnant anastomosed to a separate defunc-
tioned Roux loop (D-PPPD).

Gastrin pmol/l and CCK pmol/l responses
were measured in the fasting state and after a
standard meal of 250 ml 15% protein, 30% fat,
55% CHO with an energy value of 525 kJ. Basal
gastrin and CCK were similar (p<O-l) in con-
trols, B2PD, and D-PPPD patients. In controls
and D-PPPD but not in B2PD, postprandial
gastrin rose at 10 minutes from 8± 1 -9 pmoIll to
13±2-3 pmol/l, and from 7±2-1 pmol/l to
15±1-9 pmol/l) and remained raised for 20
minutes. In the D-PPPD patientsCCK concen-
trations remained low (0-2+0-09 pmol/l) after
the test meal. In controls postprandialCCK rose
from0-5±0± 1 pmol/l basal to 11±2-1 pmol/land
returned to basal at 60 minutes. In B2PD post-
prandialCCK rose at a similar rateand remained
increased for 80 minutes. CCK is trophic to the
pancreas. Abolition of the postprandial CCK
response after D-PPPD removes this important
potential stimulus for tumour regrowth in
patients resected for cancer.

Laparoscopic pancreatic cystogastrostomy

R SUTTON*, M J HERSHMANt, I T GILMORE**, R
SHIELDS* (*Department ofSurgery, University of
Liverpool; Departments oftSurgery and **Gastr-
enterology, Royal Liverpool University Hospital,
Liverpool) Laparoscopic pancreatic cystogas-
trostomy may reduce the trauma of open
surgical access while avoiding the recurrence
rate associated with percutaneous drainage.
A 61 year old lady presented with acute pan-

creatitis associated with gall bladder calculi.
ERCP showed pancreas divisum with no chole-
docholithiasis. Laparoscopic cholecystectomy
was subsequently undertaken uneventfully.
Four months later she presented with a painful
pancreatic pseudocyst confirmed by ultrasound
to lie in the lesser sac. As this failed to resolve,
video recorded laparoscopic cystogastrostomy
was undertaken. Posts (10 mm) were placed at
the umbilicus, epigastrium, and left flank, and
12 mm posts (Autosuture UK) in the right and
left hypochondria. Right hypochondrial omen-
tal adhesions were divided, an anterior longitu-
dinal gastrotomy made, and the cyst confirmed
by needle aspiration of cyst fluid. A posterior
gastrotomy was made into the cyst, and a
Multifire Endo GIA 30 (3-5 mm; Autosuture
UK) stapler fired cranially and caudally to
fashion the cystogastrostomy. The anterior
gastrotomy was closed in two layers with 2/0
continuous vicryl. The patient went home on
removal of a single corrugated drain after five
days, and has remained well during three
months of follow up.

This report shows the potential of minimal
access surgery in approaching a comparatively
inaccessible retroperitoneal organ.
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