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Abstract
Introduction : Hepatobiliary manifestations occur quite frequently in to patients suffering from chronic
inflammatory bowel disease (IBD) and are the root of morbidity and mortality. Primary sclerosing
cholangitis is the most frequent and specific one. It carries the most significant clinical implications and
remains a highly challenging disease to manage. Causes are likely related to inflammatory bowel disease
through common pathogenetic mechanisms. Some other complications such as gallstone disease, steatosis
and hepatic abscesses are directly or indirectly related to IBD. The spectrum of these manifestations varies
according to the type of IBD.
Keywords : Liver disease; Primary sclerosing cholangitis; Inflammatory bowel disease; Ulcerative colitis.
Crohn’s disease
Résumé
Introduction : Diverses manifestations hépatobiliaires peuvent s’associer aux maladies inflammatoires
chroniques de l’intestin (MICI) et être source d’une importante morbi-mortalité. La cholangite sclérosante
primitive est la manifestation à la fois la plus fréquente et la plus spécifique. Elle comporte les implications
cliniques les plus importantes et reste une maladie hautement difficile à gérer. Son origine semble être liée à
des mécanismes étiopathogéniques communs avec la maladie intestinale. D’autres complications telles que
la lithiase biliaire, la stéatose et les abcès hépatiques sont directement ou indirectement liées à la MICI. Le
spectre de ces manifestations varie selon le type de la MICI.
Mots clés : Pathologie hépatobiliaire ;Cholangite sclérosante primitive ; Maladie inflammatoire chronique
de l’intestin ; Rectocolite ulcéro-hémorragique ; Maladie de crohn.

ﻣﻠﺨﺺ
 واﻟﻐﺮض ﻣﻦ. ﯾﻤﻜﻦ رﺑﻂ أﻋﺮاض اﻟﻜﺒﺪ و اﻟﻤﺮارة ﻣﻊ ﻣﺮض اﻟﺘﮭﺎب اﻷﻣﻌﺎء اﻟﻤﺰﻣﻦ وﺗﻜﻮن ﻣﺼﺪرا ﻛﺒﯿﺮا ﻟﻠﻤﺮض واﻟﻮﻓﺎة:ﻣﻘﺪﻣﺔ
.ھﺘﮫ اﻟﻤﻘﺎﻟﺔ ھﻮ اﻟﺘﺤﻠﯿﻞ اﻟﻨﻘﺪي ﻟﮭﺘﮫ اﻷﻋﺮاض و اﻟﻤﺮﺗﺒﻄﺔ ﻋﺎدة ﻣﻊ ﻣﺮض اﻟﺘﮭﺎب اﻷﻣﻌﺎء
." اﻟﺒﺤﻮث اﻟﺮﻗﻤﯿﺔ ﻓﻲ اﻷدﺑﯿﺎت اﻟﻄﺒﯿﺔ ﻋﻠﻰ ﻣﻮﻗﻊ "اﻟﻤﺠﻼت اﻟﻄﺒﯿﺔ:اﻟﻄﺮق
 وﯾﺘﻤﯿﺰ ھﺬا اﻟﺘﮭﺎﺑﺎت. اﻟﺘﮭﺎب اﻷﻗﻨﯿﺔ اﻟﺼﻔﺮاوﯾﺔ اﻟﻤﺼﻠﺐ اﻻﺑﺘﺪاﺋﻲ ھﻮ ﻣﻈﮭﺮ ﻣﻦ اﻟﻤﻈﺎھﺮ اﻷﻛﺜﺮ ﺗﻜﺮارا واﻷﻛﺜﺮ ﺗﺤﺪﯾﺪا:اﻟﻨﺘﺎﺋﺞ
 ﯾﺒﺪو ﺑﺎن أﺻﻞ ھﺬا اﻟﺪاء ھﻮ ﻣﺘﺼﻞ ﺑﺂﻟﯿﺎت و ﻣﺴﺒﺒﺎت ﻣﺸﺘﺮﻛﺔ ﻣﻊ.ﺑﺘﻠﯿﻒ داﺧﻞ و ﺧﺎرج ﻣﺴﺎﻟﻚ اﻟﻤﺮارة داﺧﻞ و أو ﺧﺎرج اﻟﻜﺒﺪ
 و ﺗﺒﻘﻰ ﻣﻀﺎﻋﻔﺎت أﺧﺮى ﻣﺜﻞ ﺣﺼﻰ ﻓﻲ اﻟﻤﺮارة وﺧﻤﺞ اﻟﻜﺒﺪ ﻣﺮﺗﺒﻄﺔ ﺑﺸﻜﻞ ﻣﺒﺎﺷﺮ أو ﻏﯿﺮ ﻣﺒﺎﺷﺮ ﻟﻤﺮض اﻟﺘﮭﺎب.اﻟﻤﺮض اﻟﻤﻌﻮي
.اﻷﻣﻌﺎء
 ھﻨﺎك ﺣﺎﺟﺔ إﻟﻰ ﺑﺤﻮث أﻛﺜﺮ ﻋﻤﻖ ﻟﺘﺤﺴﯿﻦ ﻓﮭﻢ اﻟﻤﺘﺴﺒﺒﺎت ﻓﻲ ظﮭﻮر ﻣﺮض اﻟﺘﮭﺎب اﻷﻣﻌﺎء وﻣﻈﺎھﺮھﺎ اﻟﻨﻈﺎﻣﯿﺔ ﻟﺘﺤﺴﯿﻦ:اﻟﺨﺎﺗﻤﺔ
. اﻟﺮﻋﺎﯾﺔ اﻟﺸﺎﻣﻠﺔ ﻟﮭﺆﻻء اﻟﻤﺼﺎﺑﯿﻦ
 ﻣﺮض اﻟﻤﺮارة و اﻟﻜﺒﺪ ; ﻣﺮض اﻟﺘﮭﺎب اﻷﻣﻌﺎء ; اﻟﺘﮭﺎب اﻟﻘﻮﻟﻮن اﻟﺘﻘﺮﺣﻲ ; وﻣﺮض ﻛﺮون:اﻟﻜﻠﻤﺎت اﻟﻤﻔﺎﺗﯿﺢ
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3,4% of crohn’s disease (CD) patients [6] will have
associated PSC. CD associated with PSC is
generally seen in patients who have extensive
colonic or ileocolonic disease, or in pediatric
populations [5]. However, the prevalence of IBD in
patients with PSC varies greatly depending on the
study and geographic area from 23% in Japan [7] to
72% in UK [8].
The pathogenesis of PSC is unknown. Bacteria,
toxins, viral infections, immunologic and genetic
factors have been proposed. Possible explanations
for the PSC association with IBD include the
development of autoantibodies to an unknown
antigen in an immunogenetically susceptible host
which cross reacts with biliary and colonic
epithelium and is capable of inducing complement
activation [9]. Alternatively, the initiation of the
immune response may be the ingress of bacteria or
other toxic metabolites through the diseased bowel
wall [5].
Usually IBD presents before PSC, although PSC
can develop before onset of IBD and the beginning
of both conditions can be separated in some cases
by many years [10]. Mean age of diagnosis of PSC
is the fifth decade of life with a strong male
predominance. This male preponderance is absent
in patients without associated IBD [11].
Risk factors for the development of PSC include, in
addition to IBD and male sex, a family history of
the disease [12] and a nonsmoking behavior [13].
PSC – associated UC is often mild, asymptomatic
and runs a quiescent course [14]. It is associated
with rectal sparing [15], more severe right sided
disease, backwash ileitis and has a high risk of
pouchitis after colectomy and ileo-anal pouch
formation, occurring in up to 60% of PSC patients
compared to 15% in patients with UC alone [16].
Several clinical studies have shown that PSC is a
significant risk factor for the development of
colorectal carcinoma and dysplasia in UC patients
[17-19]. A meta-analysis proved a fourfold increase
in colon cancer in UC patients with PSC when
compared to UC alone (RR 4,26 95% CI 2,86,48)[20]. The risk of proximal cancer is
particularly increased [19, 21]. Hence, annual
screening colonoscopy is recommended in IBD
patients with PSC [22]. Proctocolectomy does not
appear to modify on the course of the PSC [23].
However, the natural history of UC following liver
transplantation is variable [24-26]. The median
reported survival in patients with PSC is
approximately 12 years from the time of diagnosis
with survival worse for those who are symptomatic

INTRODUCTION
Inflammatory bowel diseases (IBD) are frequently
associated with a wide array of extra intestinal
manifestations. The first association between
colonic ulceration and liver disease was described
in 1874 by Thomas CH [1] which was confirmed
by Lister JD in 1899 [2]. Over the next 100 years it
has become well established that there is a close
relationship between IBD and various hepatobiliary
disorders (table I). Causes are likely related to IBD
through common pathogenetic mechanisms.
However, liver changes may in some cases arise
from adverse reactions to some of the drugs
commonly used in the treatment of IBD patients.
The aim of this article was to review most
important hepatobiliary disorders of inflammatory
bowel disease without the hepatotoxic effects of the
medications used in its management nor the risk of
viral hepatitis reactivation.
Table I: Hepatobiliary disorders associated with IBD
Primary sclerosing cholangitis
Pericholangitis
Cholangiocarcinoma
Cholelithiasis
Autoimmune hepatitis
Steatosis
Hepatic amyloidosis
Granulomatous hepatitis
Hepatic abscess

Primary sclerosing cholangitis
Primary sclerosing cholangitis (PSC) is a chronic
progressive disorder of unknown aetiology
characterized by inflammation, fibrosis and
stricture formation in medium and large sized ducts
in the biliary tree [3]. Common symptoms include
itch and lethargy although many patients are
asymptomatic, even with advanced disease [3].
Diagnostic criteria are summarized in table II.
The prevalence of PSC is low estimated at 20,9
cases per 100.000 of the population in men and 6,3
per 100.000 in women in the United States [4]. The
disease is commonly associated with IBD, mostly
with ulcerative colitis (UC). It is generally accepted
that approximately 5% of patients with UC [5], and
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at presentation [27]. PSC follows generally a
progressive course, and the prognosis is poor.
Cholangiocarcinoma
is
the
most
lethal
complication of PSC. Its lifetime risk is higher in
PSC patients with IBD than those with PSC alone,
with an estimated annual incidence of 0,5 -1% [5].
At present, there is no proven effective medical
therapy for PSC. Ursodeoxycholic acid (UDCA) is
the only drug which has been demonstrated to have
a positive effect. Preliminary studies of patients
receiving high dose UDCA treatment showed a
significant improvement in hepatic biochemical
tests and slowed progression in cholangiographic
appearances and liver fibrosis [28-29]. Also, some
studies have shown that administration of UDCA
may reduce the risk of colorectal cancer and
dysplasia in patients with PSC and UC [30-31].
Orthotopic liver transplantation is the treatment of
choice for patients with end-stage liver disease.
Recurrence of PSC in the transplanted liver has
been noted and is observed in up to 20% of patients
[32].

prevalence as high as 30% in selected patients
undergoing liver biopsy [34].
Its course often parallels the bowel disease activity
and severity. No specific therapy exists for this
condition.
Ig G 4 cholangitis
Ig G 4 cholangitis is the biliary manifestation of
IgG4 related disease, an inflammatory multiorgan
disorder of unknown cause. It is a particular form
of cholangitis that may mimic PSC. It is defined by
increased serum Ig G 4, infiltration of biliary tract
by Ig G 4 plasma cells with preferential
involvement of the extrahepatic biliary tract,
frequent association with another fibrotic pathology
and especially type I autoimmune pancreatitis and
good response to corticosteroids therapy [35].
Imaging shows mass forming lesions and / or
strictures in the biliary tract [36]. Measuring serum
Ig G4 levels to exclude Ig G 4- associated
sclerosing cholangitis is recommended at the time
of diagnosis of PSC. [37]

Table II : Criteria for diagnosing PSC
Cholangiocarcinoma


Cholestatic biochemical profile



Generalized beading, structuring or irregularity of

Cholangiocarcinoma is a devastating malignancy
that presents late, is notoriously difficult to
diagnose, and is associated with high mortality.
The reported incidence of cholangiocarcinoma in
patients with IBD is between 0,4% and 1,4%,
which is 10-100 times greater than what is reported
for the general population. It occurs predominantly
in patients with UC, but has also been reported in
patients with CD [38].Vice versa the incidence of
UC in patients with cholangiocarcinoma varies
from 6% to 14% [39]. It is more common in men
and occurs in the fourth and fifth decades, about 20
years earlier than in the general population [38].
Most cholangiocarcinomas develop in patients with
pre-existing PSC [40]. The ability of tumor
markers such as CA 19-9, carcinoembryonic
antigen, CA 50, CA 242, and CA 125 to
differentiate
PSC
and
PSC
with
cholangiocarcinoma is not clear [41]. The greatest
risk appears to be for those UC patients with
pancolitis and for those with an average duration of
15 years of disease [42]. There is no apparent
relationship between the development of
cholangiocarcinoma and the activity of bowel
disease as it may develop during prolonged
remission and even following proctocolectomy
[38]. Palliative surgery is the most effective

the biliary system based on cholangiography


Interlobular and septal bile duct fibrosis and
obliteration on liver biopsy in the absence of other
causes of chronic liver disease



Exclude other cause of liver disease such as biliary
calculi, biliary tract surgery, congenital biliary
conditions,

AIDS

associated

cholangiopathy,

ischaemic structuring, biliary neoplasms, chemical
hepatitis, primary biliary cirrhosis or alcoholic liver
disease

Small duct primary sclerosing cholangitis
Small duct PSC is a subset of PSC which is
diagnosed on the basis of liver biopsy in the
presence of a normal cholangiogram. It may
progress to “classical” PSC in only 22,9% of cases
[33].
Pericholangitis has been reported to be a common
lesion associated with IBD with an estimated
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treatment but has little impact on prolonging the
survival [43]. Similarly, the results of orthotopic
liver transplantation have been disappointing due to
early recurrences [44].

In a prospective study of 511 patients with IBD the
prevalence of hepatic steatosis (defined by the
intensity gradient between the liver and the
kidney), after excluding other causes of steatosis,
was 39,5% in patients with CD and 35,5% in
patients with UC[53].
The pathogenesis of steatosis in IBD is not clearly
understood. Unconfessed alcohol abuse, use of
corticosteroids to control intestinal disease,
malnutrition itself, and the passage of bacteria or
endotoxins from the bowel have been implied [54].
No significant complications related to steatosis
have been reported in patients with IBD.

Cholelithiasis
The prevalence of gallstone disease in UC patients
is similar to that observed in the general population
[45]. Several investigators have reported that the
frequency of cholelithiasis is increased in patients
with CD of the ileum, or those having undergone
ileal resection. The incidence of gallstone disease
in these patients ranges from 13% to 34%, and this
association is higher in older subjects [46].
The risk factors for gallstones in patients with CD
include ileocolonic involvement, disease duration
longer than 15 years, more than three previous
recurrences, resection of more than 30 cm of ileum,
need for more than 3 hospitalizations, multiple total
parenteral nutrition events, and long hospital stay
[45].
The mechanism of cholesterol gallstone formation
in CD may be related to an abnormal bile lipid
composition after ileal resection or disease.
It is likely a result of altered enterohepatic bilirubin
circulation [41].
When
gallstones
become
symptomatic,
laparoscopic or open cholecystectomy is the
treatment of choice.

Portal vein thrombosis
IBD patients are at risk of development of venous
thrombosis, as a consequence of inflammatory
hypercoagulable state [55]. The portal vein is a
common site of thrombosis. It occurs most
frequently in the post-operative setting and has
been reported after proctocolectomy in UC patients
[56]. A retrospective GETAID study found 40% of
fortuitous portomesenteric thrombosis in inactive
IBD patients [57]. Pylophlebitis is a special feature
that is usually seen in patients with infectious
complications of IBD [58]. Anticoagulation
remains the mainstay of therapy.
Hepatic amyloidosis
Amyloidosis is a rare but serious complication of
IBD, especially CD. It occurred in 0,9% of patients
with CD and 0,07% of patients with UC with male
preponderance [59]. Liver involvement rarely
occurs without concurrent involvement of other
organ systems. In a large retrospective analysis
including 3050 patients with IBD, hepatic
amyloidosis was diagnosed in only 6 patients [59].
Three of these presented with hepatomegaly and
the remaining three were diagnosed at autopsy.
There is no relationship between the site of bowel
involvement and occurrence of amyloidosis [38].
Given the rarity of the condition and the need for
liver biopsy for reliable diagnosis, the true
incidence of hepatic amyloidosis and its prognosis
in IBD is unknown. As with other causes of
secondary amyloidosis, reversibility is probably
achievable with treatment of the underlying
condition.

Autoimmune hepatitis
Patients with IBD are at increased risk of other of
immune mediated liver disease including
autoimmune hepatitis (AIH). AIH is present in 1%
of patients with IBD [47-48]. Conversely, the
incidence of IBD in patients with AIH varies from
4% to 30% [49]. The natural history and prognosis
of chronic hepatitis are independent of the activity
or severity of IBD [38]. However, one study [50]
has reported significant improvement in AIH after
colectomy. The association between AIH and PSC
as an “overlap syndrome” may occur primarily in
UC patients. AIH patients with colitis respond
satisfactorily to immune suppression with
corticoids and azathioprine. However, the presence
of AIH-PSC overlap is associated with a poor
treatment response [51].
Steatosis
Liver steatosis is the most common pathological
liver finding in patients with IBD [52].
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cannot be overemphasized. Hepatic biochemical
tests should be the routine for these patients. When
abnormalities are detected, the general approach
should be to test for the more common
manifestations, and when excluded, proceed to test
for the less common ones until a reliable diagnosis
can be made.

Granulomatous hepatitis
Granulomatous hepatitis is an uncommon
complication of IBD occurring in less than 1% of
patients, mainly CD [38]. Patients are usually
asymptomatic. Elevation in serum alkaline
phosphatase is the main laboratory abnormality.
Histology is required for diagnosis. The most
common cause of granulomatous hepatitis in the
setting of IBD is secondary to a medication,
usually sulfasalazine, but the condition may also
result from other causes such as malignancy,
infections and idiopathic, such as sarcoidosis [52].
Outcome is generally favorable and progression to
cirrhosis is exceptional. Symptomatic treatment is
indicated and one case of regression after
colectomy has been reported [60].

REFERENCES
[1] Thomas CH. Ulceration of the colon with a much enlarged
fatty liver. Trans Pathol Soc Phil 1873; 4: 87-88.
[2] Lister JD. A specimen of diffuse ulcerative colitis with
secondary diffuse hepatitis. Trans Pathol Soc Lon 1899; 50:
130-134.
[3] Angulo P, Lindor KD. Primary sclerosing cholangitis.
Hepatology 1999; 30: 325-332.
[4] Bambha K, Kim WR, Talwalkar J, Torgerson H, Benson
JT, Therneau TM, et al. Incidence, clinical spectrum, and
outcomes of primary sclerosing cholangitis in a United States
community. Gastroenterology 2003; 125: 1364-1369.
[5] Saich R, Chapman R. Primary sclerosing cholangitis,
autoimmune hepatitis and overlap syndromes in inflammatory
bowel disease. World J Gastroenterol 2008; 14: 331-337.
[6] Rasmussen HH, Fallingborg JF, Mortensen PB, Vyberg M,
Tage-Jensen U, Rasmussen SN. Hepatobiliary dysfunction and
primary sclerosing cholangitis in patients with crohn’s disease.
Scand J Gastroenterol 1997; 32: 604-610.
[7] Okada H, Mizuno M, Yamamoto K, Tsuji T. Primary
sclerosing cholangitis in Japanese patients: association with
inflammatory bowel disease. Acta Med Okayama 1996; 50:
227-235.
[8] Broome U, Glaumann H, Hultcrantz R. Liver histology and
follow up of 68 patients with ulcerative colitis and normal liver
function tests. Gut 1990; 31: 468-472.
[9] Chapman RW, Cottone M, Selby WS, Shepherd HA,
Sherlock S, Jewell DP. Serum autoantibodies, ulcerative colitis
and primary sclerosing cholangitis. Gut 1986; 27: 86-91.
[10] Fausa O, Schrumpf E, Elgjo K. Relationship of
inflammatory bowel disease and primary sclerosing
cholangitis. Semin Liver Dis 1991; 11: 31-39.
[11] Rabinovitz M, Gavaler JS, Schade RR, Dindzans VJ,
Chien MC, Van Thiel DH. Does primary sclerosing cholangitis
occurring in association with inflammatory bowel disease
differ from that occurring in the absence of inflammatory
bowel disease? A study of sixty-six subjects. Hepatology
1990; 11: 7-11.
[12] Bergquist A, Lindberg G, Saarinen S, Broome U.
Increased prevalence of primary sclerosing cholangitis among
first-degree relatives. J Hepatol 2005; 42: 252-256.
[13] Mitchell SA, Thyssen M, Orchard TR, Jewell DP,
Fleming KA, Chapmann RW. Cigarette smoking,
appendectomy, and tonsillectomy as risk factors for the
development of primary sclerosing cholangitis: a case control
study. Gut 2002; 51: 567-573.
[14] Lundqvist K, Broome U. Differences in colonic disease
activity in patients with ulcerative colitis with and without
primary sclerosing cholangitis: a case control study. Dis Colon
Rectum 1997; 40: 451-456.
[15] Loftus EV Jr, Harewood GC, Loftus CG, Tremaine WJ,
Harmsen WS, Zinsmeister AR, et al. PSC-IBD: a unique form
of inflammatory bowel disease associated with primary
sclerosing cholangitis. Gut 2005; 54: 91-96.

Liver abscess
Hepatic abscess is a rare complication of IBD. It is
more prevalent in patients with CD occurring in
0,3% of cases [38], irrespective to the disease
duration or localization [60]. The abscesses are
frequently multiple, preferentially located in the
right lobe [61]. An overall mortality of 21% for
liver abscess in CD has been reported, and
immunosuppressive treatment and delayed
diagnosis of liver abscess may increase mortality in
IBD [52]. Intra-abdominal abscesses, fistulous
disease, and metronidazole or steroid therapy have
been reported to be important predisposing factors
in the pathogenesis of the disease [62]. Most
common clinical manifestations include fever,
chills, anorexia and abdominal pain with right
upper quadrant tenderness. Leukocytosis and
elevated levels of alkaline phosphatase are among
the main laboratory abnormality. Morphological
explorations including ultrasound and computed
tomography are needed to establish the diagnosis.
The infection is generally caused by a single germ
[60]. Treatment includes broad spectrum antibiotics
combined with percutaneous or surgical drainage.
CONCLUSION
Many hepatobiliary diseases are common in IBD.
They usually manifest in abnormal hepatic
biochemical tests. PSC carries the most significant
clinical implications and remains a highly
challenging disease to manage. The importance of
an awareness of the implications and causes of
abnormal hepatic biochemical tests in IBD patients
J.I. M. Sfax, N°27; Octobre 17 ; 14-20

18

HEPATOBILIARY MANIFESTATIONS OF INFLAMMATORY BOWEL DISEASE
patients with ulcerative colitis and primary sclerosing
cholangitis. Gastroenterology 2003; 124: 889-893.
[32] Gow PJ, Chapman RW. Liver transplantation for primary
sclerosing cholangitis. Liver 2000; 20: 97-103.
[33] Björnsson E, Olsson R, Bergquist A, Lindgren S, Braden
B, Chapman RW, et al. The natural history of small-duct
primary sclerosing cholangitis. Gastroenterology 2008; 134:
975-80.
[34] Raj V, Lichtenstein DR. Hepatobiliary manifestations of
inflammatory bowel disease. Gastroenterol Clin North Am
1999; 28: 491-513.
[35] Ghazale A, Chari ST, Zhang L, Smyrk TC, Takahashi N,
Levy MJ, et al. Immunoglobulin G 4- associated cholangitis:
clinical profile and response to therapy. Gastroenterology
2008; 134: 706-15.
[36] Restellini S, Chazoullières O, Frossard JL. Hepatic
manifestations of inflammatory bowel diseases. Liver
International 2017; 37: 475 – 89.
[37] Chapman R, Fevery J, Kalloo A, Nagorney DM, Boberg
KM, Shneider B, et al. Diagnosis and management of primary
sclerosing cholangitis. Hepatology 2010; 51: 660 –78.
[38] Memon MI, Memon B, Memon MA. Hepatobiliary
manifestations of inflammatory bowel disease. HPB Surgery
2000; 11: 363-371.
[39] Ross AP, Braasch JW. Ulcerative colitis and carcinoma of
the proximal bile ducts. Gut 1973; 14: 94-97.
[40] Wee A, Ludwig J, Coffey RJ Jr, LaRusso NF, Wiesner
RH. Hepatobiliary carcinoma associated with primary
sclerosing cholangitis and chronic ulcerative colitis. Hum
Pathol 1985; 16: 719-726.
[41] Ahmad J, Slivka A. Hepatobiliary disease in
inflammatory bowel disease. Gastroenterol Clin North Am
2002; 31:329-345.
[42] Memon MA, Nelson H. Extraintestinal manifestations of
inflammatory bowel disease. Colon Rectal Surg 1996; 9: 1-29.
[43] White H, Peters M. Hepatobiliary disorders in
inflammatory bowel disease. In: MacDermott RP and Stenson
WF Eds, Inflammatory Bowel Disease, New York: Elsevier
1992; pp 405-417.
[44] Iwatsuki S, Gordon RD, Shaw BW Jr, Starzl TE. Role of
liver transplantation in cancer therapy. Ann Surg 1985; 202:
401-407.
[45] Parente F, Pastore L, Bargiggia S, Cucino C, Greco S,
Molteni M, et al. Incidence and risk factors for gallstones in
patients with inflammatory bowel disease: a large case-control
study. Hepatology 2007; 45: 1267-1274.
[46] Fraquelli M, Losco A, Visentin S, Cesana BM, Pometta
R, Colli A, et al. Gallstone disease and related risk factors in
patients with Crohn disease: analysis of 330 consecutive cases.
Arch Intern Med 2001; 161: 2201-2204.
[47] Danzi JT. Extraintestinal manifestations of idiopathic
inflammatory bowel disease. Arch Intern Med 1988; 148: 297302.
[48] O’Brein J. Extraintestinal manifestations of inflammatory
bowel disease. In: MacDermott RP and Stenson WF Eds,
Inflammatory Bowel Disease, New York: Elsevier 1992; pp
387-404.
[49]Harmatz A. Hepatobiliary manifestations of inflammatory
bowel disease. Med Clin North Am 1994; 78: 1387-1398.
[50] Olsson R, Hulten L. Concurrence of ulcerative colitis and
chronic active hepatitis, clinical courses and results of
colectomy. Scand J Gastroenterol 1975; 10: 331-335.
[51] Perdigoto R, Carpenter HA, Czaja AJ. Frequency and
significance of chronic ulcerative colitis in severe
corticosteroid-treated autoimmune hepatitis. J of Hepatol 1992;
14: 325-331.

[16] Penna C, Dozois R, Tremaine W, Sandborn W, LaRusso
N, Schleck C, et al. Pouchitis after ileal pouch-anal
anastomosis for ulcerative colitis occurs with increased
frequency in patients with associated primary sclerosing
cholangitis. Gut 1996; 38: 234-239.
[17] Brentnall TA, Haggitt RC, Rabinovitch PS, Kimmey MB,
Bronner MP, Levine DS, et al. Risk and natural history of
colonic neoplasia in patients with primary sclerosing
cholangitis and ulcerative colitis. Gastroenterology 1996; 110:
331-338.
[18] Broome U, Lofberg R, Veress B, Eriksson LS. Primary
sclerosing cholangitis and ulcerative colitis: evidence for
increased neoplastic potential. Hepatology 1995; 22: 14041408.
[19] Shetty K, Rybicki L, Brzezinski A, Carey WD, Lashner
BA. The risk for cancer or dysplasia in ulcerative colitis
patients with primary sclerosing cholangitis. Am J
Gastroenterol 1999; 94: 1643-1649.
[20] Soetikno RM, Lin OS, Heidenreich PA, Young HS,
Blackstone MO. Increased risk of colorectal neoplasia in
patients with primary sclerosing cholangitis and ulcerative
colitis: a metaanalysis. Gastrointest Endosc 2002; 56: 48-54.
[21] Marchesa P, Lashner BA, Lavery IC, Milsom J, Hull TL,
Strong SA, et al. The risk of cancer and dysplasia among
ulcerative colitis patients with primary sclerosing cholangitis.
Am J Gastroenterol 1997; 92: 1285-1288.
[22] Eaden JA, Mayberry JF. Guidelines for screening and
surveillance of asymptomatic colorectal cancer in patients with
inflammatory bowel disease. Gut 2002; 51 Suppl 5: V10-V12.
[23] Cangemi JR, Wiesner RH, Beaver SJ, Ludwig J,
MacCarty RL, Dozois RR, et al. Effect of proctocolectomy for
chronic ulcerative colitis on the natural history of primary
sclerosing cholangitis. Gastroenterology 1989; 96: 790-794.
[24] Gavaler JS, Delemos B, Belle SH, Heyl AE, Tarter RE,
Starzl TE, et al. Ulcerative colitis disease activity as
subjectively assessed by patient-completed questionnaires
following orthotopic liver transplantation for sclerosing
cholangitis. Dig Dis Sci 1991; 36: 321-328.
[25] Papatheodoridis GV, Hamil M, Mistry PK, Davidson B,
Rolles K, Burroughs AK. Ulcerative colitis has an aggressive
course after orthotopic liver transplantation for primary
sclerosing cholangitis. Gut 1998; 43: 639-644.
[26] Dvorchik I, Subotin M, Demetris AJ, Fung JJ, Starzl TE,
Wieand S, et al. Effect of liver transplantation on inflammatory
bowel disease in patients with primary sclerosing cholangitis.
Hepatology 2002; 35: 380-384.
[27] Broome U, Olsson R, Loof L, Bodemar G, Hultcrantz R,
Danielsson A et al. Natural history and prognostic factors in
305 Swedish patients with primary sclerosing cholangitis. Gut
1996; 38: 610-615.
[28] Harnois DM, Angulo P, Jorgensen RA, Larusso NF,
Lindor KD. High-dose ursodeoxycholic acid as a therapy for
patients with primary sclerosing cholangitis. Am J
Gastroenterol 2001; 96: 1558-1562.
[29] Mitchell SA, Bansi DS, Hunt N, Von Bergmann K,
Fleming KA, ChapmanRW. A preliminary trial of high-dose
ursodeoxycholic acid in primary sclerosing cholangitis.
Gastroenterology 2001; 121: 900-907.
[30] Tung BY, Emond MJ, Haggit RC, Bronner MP, Kimmey
MB, Kowdley KVet al. Ursodiol use is associated with lower
prevalence of colonic neoplasia in patients with ulcerative
colitis and primary sclerosing cholangitis. Ann Intern Med
2001; 16: 89-95.
[31] Pardi DS, Loftus EV Jr, Kremers WK, Keach J, Lindor
KD. Ursodeoxycholic acid as a chemopreventive agent in
J.I. M. Sfax, N°27; Octobre 17 ; 14-20

19

L. MNIF et al.
[57] Landman C, Nahon S, Cosnes J, Bouhnik Y, BrixiBenmansour H, Bouguen G, et al. Portomesenteric vein
thrombosis in patients with inflammatory bowel disease.
Inflamm Bowel Dis 2013; 19: 582-589.
[58] Baddley JW, Singh D, Correa P, Persich NJ. Crohn’s
disease presenting as septic thrombophlebitis of the portal vein
(pyelophlebitis): case report and review of the literature. Am J
Gastroenterol 1999; 94: 847-849.
[59] Greenstein AJ, Sachar DB, Panday AK, Dikman SH,
Meyers S, Heimann T, et al. Amyloidosis and inflammatory
bowel disease. A 50-year experience with 25 patients.
Medicine (Baltimore) 1992; 71: 261-270.
[60] Nahon S, Cadranel JF, Chazouilleres O, Biour M,
Jouannaud V, Marteau P. Liver and inflammatory bowel
disease. Gastroenterol Clin Biol 2009; 33: 370-381.
[61] Margalit M, Elinav H, Ilan Y, Shalit M. Liver abscess in
inflammatory bowel disease: report of two cases and review of
the literature. J Gastroenterol Hepatol 2004; 19: 1338-1342.
[62] Vakil N, Hayne G, Sharma A, Hardy DJ, Slutsky A. Liver
abscess in Crohn’s disease. Am J Gastroenterol 1994; 89:
1090-1095.

[52] Feldman PA, Regev A, Barkin JS. Hepatobiliary disorders
associated with inflammatory bowel disease. Practical
Gastroenterology 2006;XXIX:52-74.
[53] Bargiggia S, Maconi G, Elli M, Molteni P, Ardizzone S,
Parente F, et al. Sonographic prevalence of liver steatosis and
biliary tract stones in patients with inflammatory bowel
disease: study of 511 subjects at a single center. J Clin
Gastroenterol 2003; 36: 417-420.
[54] Solis Herruzo JA, Solis-Muñoz P. Hepatobiliary
manifestations of inflammatory bowel disease. Rev Esp
Enferm Dig 2007; 99: 525-542.
[55] Grainge MJ, West J, Card TR. Venous thromboembolism
during active disease and remission in inflammatory bowel
disease: a cohort study. Lancet 2010; 375: 657-663.
[56] Baker ME, Remzi F, Einstein D, Oncel M, Herts B,
Remer E, et al. CT depiction of portal vein thrombi after
creation of ileal pouch-anal anastomosis. Radiology 2003; 227:
73-79.

J.I. M. Sfax, N°27; Octobre 17 ; 14-20

20

