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CASE REPORT

Successful Management of Gastrointestinal Haemor rhage Associated
with I schaemic Colonic Ulceration in Acute Pancr eatitis with
Video Assisted Retroperitoneal Debridement

Y ogesh Puri, Sakhawat H Rahman

Centre for HPB Surgery and Liver Transplantatiooy&® Free Hospital. London, United Kingdom

ABSTRACT
Context Colonic involvement is an uncommon but potentifghhal complication of severe acute pancreatitis$ lazs received little
attention in the surgical literature. Such complaras can range from localized colonic pathologywimespread ischaemic
pancolitis. Treatment options have historically hdienited to resection of the affected segmedaise report We describe the
successful role of video assisted retroperitoneaicpeatic debridement in the management of twoscpsesenting with major
gastrointestinal haemorrhage due to localised @ololteration on the background of acute necraggigiancreatitisConclusion
Video assisted retroperitoneal debridement shoalddmsidered early in the management of local éoloomplications associated

with severe acute necrotising pancreatitis.

INTRODUCTION

The management of severe acute pancreatitis ig ofte
complicated by limited understanding of pathogenesi
and multicausality of disease. Clinical presentatio
varies from mild self-limiting acute inflammatioro t
multiple organ failure systemic disease [1]. Cotoni
involvement is an uncommon but potentially lethal
complication of severe acute pancreatitis and has
received little attention in the surgical literaye, 3].
The colon appears to be involved in 1% of all pate
with acute pancreatitis [4, 5] and in 6-40% of #hos
with the severe necrotizing form [3, 6, 7, 8, 9heT
diagnosis of colonic involvement is difficult unges
there are clinical manifestations of perforation or
haemorrhage [3, 9, 10, 11]. Pancreatic necrosis and
peripancreatic abscess formation are often assaciat
with colonic ulceration, haemorrhage and fistuimat

[2, 3]. Percutaneous necrosectomy and sinus tract
endoscopy popularised by Carttral. [12] is now an
accepted management strategy in controlling local
sepsis and inflammatory pathology surrounding
pancreas. We describe the role of minimally invasiv
video assisted retroperitoneal pancreatic debridéme
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in the management of localized colonic bleedintpio
patients with severe acute pancreatitis who present
with massive gastrointestinal haemorrhage.

CASE REPORTS
Case#l

GC, a 59-year-old man, presented to his local
emergency department with severe epigastric pauh, a
was diagnosed with acute pancreatitis based on
biochemical and radiological investigations. The
aetiology of his pancreatitis was unclear. The quti
deteriorated clinically on day 10 despite aggressiv
medical management and an abdominal contrast
enhanced CT scan demonstrated pancreatic necrosis
(70%) with an adjacent peripancreatic acute fluid
collection. Percutaneous transgastric drainagehef t
fluid demonstrated purulent necrotic pancreaticrideb
containing  Streptococcus, Enterococcus  and
methicillin-resistantStaphyl ococcus aureus on culture,

with sensitivity to teicoplanin and doxycycline.
Following a 3-month period of stabilisation, theipat
experienced a massive haemorrhage, with
haematemesis and meleana and fresh blood draining
through the transgastric drain. He was subsequently
transferred to our tertiary centre for further
management. Over a 24-hour period he clinically
deteriorated, with an associated rise in serum C-
reactive protein from 39 to 262 mg/L (referencegen
0-5 mg/L), a 3 g/dL drop in blood haemoglobin

concentration, and leukocytosis of 14.4 /10

(reference range: 3.5-11.0 *0. An urgent CT

angiogram was normal, as was an upper
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gastrointestinal endoscopy. Colonoscopy showedh fres
blood in the rectum and descending colon with
ischaemic ulceration of the splenic flexure. Thagrd

was managed conservatively with parenteral nutréio
support and intravenous antibiotics as there wée li
evidence of on-going haemorrhage. On day 15 adurth
bout of meleana and fresh bleeding through thendrai
was noted with an associated drop in blood
haemoglobin. A negative repeat CT angiogram
prompted the decision for video assisted retropesil
pancreatic debridement and abscess drainage.
Pancreatic debridement and irrigation was performed
using a left flank approach as previously described
[12]. Briefly, the technique involves access vidett
flank retroperitoneal approach guided by preopeeati
insertion of 8 F drain or guide wire. The guide ens
traversed between the plane of spleen and splenic
flexure of colon into the area of pancreatic neisros
under radiological guidance. In the operating tleeat
and with the patient anaesthetized, the tract legtedt
under fluoroscopic imaging to allow the introductiof

a 5 mm laparoscope. The necrotic debris is removed
with a combination of high pressure water irrigatio
and formal forceps debridement. Once a clean caity
produced a large bore drain (30 F) is placed and
regularly irrigated post-operatively.

The procedure was repeated 5 days later to ensure
completeness of peri-pancreatic abscess drainage.
Culture of the drain fluid grew methicillin-resista
Staphylococcus aureus sensitive to doxycycline and
teicoplanin. The patient improved rapidly over n#t
days and was transferred back to the local hospitdl
discharged home 10 days later.

Case#2

DW, a 44-year-old, presented to his local emergency
department with a history of heavy alcohol

consumption and severe epigastric pain. Following a
diagnosis of acute pancreatitis, he was managed wit

—

mesecolon invevement

-

Figure 1. CT scan image showing involvement of mesocolo
pancreatic inflammatory process.
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aggressive fluid resuscitation, and enteral notmitiA
contrast enhanced CT scan on day 5, demonstrated
extensive pancreatic necrosis (more than 50%) with
acute fluid collections in lesser sac.

Clinical deterioration merited radiological guided
drainage of his peripancreatic collection; fluidbrfr

this drain had growrEnterococcus and Escherichia

coli sensitive to amoxicillin and potassium clavulanate
combination. And while progress was initially
satisfactory, his pain worsened and he developed a
sepsis syndrome. A repeat CT scan demonstrated on-
going fluid collections, almost complete pancreatic
necrosis associated with pockets of gas (Figurdtg.
patient subsequently had a massive haemorrhage
presenting with haematemesis and altered bloodsin h
drain associated with a 3 g/dL drop in his blood
haemoglobin. He was urgently transferred to our
tertiary pancreatic unit (day 28) for CT angiognaph
which proved to be negative for pseudoaneurysms or
on-going haemorrhage. An episode of rectal bleeding
48 hours later prompted a flexible sigmoidoscopy,
which showed ischaemic ulceration of the splenic
flexure of the colon. A repeat pancreas protocol
contrast enhanced CT reported a large heterogeneous
collection comprising gas and fluid density in thsser

sac region anterior and continuous with the parcrea
This comprised areas of mixed density interspersed
with gas locules. A decision was taken to perform
video assisted retroperitoneal pancreatic debridéme
and abscess drainage to remove the source of local
pericolonic irritation. The patient made a slow gabd
recovery and was subsequently transferred backeto t
local hospital.

Follow-up

Both these patients are doing well after a one-year
follow-up without further attacks of pancreatitinda
complete resolution of colonic pathology on
endoscopic examination.

DISCUSSION

Several pathogenetic mechanisms have been proposed
to explain colonic involvement in acute pancregititi
direct spread of pancreatic enzymes through the-ret
peritoneum to the mesocolon as the cause of piiscol
(Figure 1); thrombosis or compression of one of the
mesenteric arteries causes ischaemic necrosiseof th
colon; and a “low flow state” causing ischaemiathod
colon at the junction of the middle and left caditery
blood supply due to hypotension associated with
“shock”. Other possible causes for colonic
complications are diffuse intravascular coagulaton
pressure-necrosis of the colon (e.g., by a surgiih)

[3,6, 7,11, 13].

The treatment of choice historically has been risec

of the involved segment of the colon with constiaret

of a temporary colostomy [1, 10, 13]. Unfortunately
mortality rates have been reported in excess of fi0%
10, 13]. Although this may be the treatment of choi

for large segmental necrosis of the colon, the
management of pancreatic and peripancreatic sepsis
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may prevent the progression of localized early
ischaemic colitis and its associated complicatidrgs

is further supported by the fact that up to a ttofd
patients with infected pancreatic necrosis haveraol
fistulization, and over half of organisms respolesior
secondary infection of pancreatic necrosis are wf g
origin (gram negative) [2, 7, 9].

Rectal blood loss and colo-cutaneous fistulae are
obvious signs of colonic involvement in acute
pancreatitis [10, 11, 12] but usually manifest |atiere
often than not, in the absence of colonic bleedire
diagnosis of colonic pathology secondary to acute
pancreatitis is based on a high index of clinical
suspicion. Such diagnosis is made usually followang
contrast enhanced CT in conjunction with cliniaghs

of an acute abdominal catastrophe.

The presence of per rectal bleeding permitted us an
opportunity of diagnosing ischaemic ulceration by
colonoscopy and undertaking minimally invasive
necrosectomy immediately to arrest the inflammatory
process. Video assisted retroperitoneal pancreatic
debridement and abscess drainage has been extgnsive
reported in the literature of late, and a recent
randomized controlled trial has shown significantly
reduced morbidity and mortality over open
necrosectomy in the setting of acute infected
necrotizing pancreatitis [12]. The decision to adbys
approach in this group of patients was based on the
presence of infected pancreatic necrosis and
peripancreatic abscess, failure to progress, ancte mo
importantly the feeling that the local complicatoof

the adjacent colon were directly attributable te th
ongoing pancreatic or peripancreatic sepsis.

However, the role of this minimally invasive appcha
has not previously been reported in the setting of
localized colonic complications (ulceration/haemor-
rhage). Importance of ongoing pancreatic necrasis a
early identification of colonic lesions by colonogy

and prompt management could be life saving for
patients. Use of percutaneous necrosectomy for
ischaemic colonic ulceration secondary to adjacent
pancreatic or peripancreatic infected necrosis ris a

innovative approach used in both cases resulting in
very successful outcomes with little morbidity.
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