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An Unusual Case of Acute Abdomen

Ashutosh Somalwar*, Tejas Madavi’, Pravin Salame’, Sharath Adiga’, Rengaraj K arthik’

ABSTRACT

Acute superior mesenteric vein thrombosis is an uncommon but life-threatening disease condition that is not often
diagnosed early. Thisisacase of a28-year-old malewho presented with a4 day history of nausea, vomiting, episodic
abdominal pain and melena. Tenderness and diminished intestinal sounds were the prominent abdominal physical
findings. Computed tomography confirmed superior mesenteric vein thrombosis. He was initiated on heparin and
then later transitioned to anticoagulants. Surgical resection, site-directed thrombolysis and thrombectomy are other
options of treatment for acute superior mesenteric vein thrombosis. Early diagnosis and subsequent treatment
resultedin resolution of thethrombuswith no long-term sequel ae.
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Introduction:

Thrombosis of the superior mesenteric vein (MVT)
is an uncommon but potentialy life-threatening
disorder. It's cause may be clear, asin patients with
adjacent neoplasm or inflammation or in patients
with cirrhosis or portal vein thrombosis.
Alternatively, theetiology and hencetherapy may be
more difficult to determine if no definite cause is
seen. Mesenteric venousthrombosis(MVT) isarare
but potentially lethal form of mesenteric ischemia.
MVT must be distinguished from arterial and
nonocclusive types of mesenteric ischemia and
accounts for 5% to 15% of all cases of mesenteric
ischemia. Patientsmay have evocativesigns, suchas
abdominal pain, nausea, or vomiting. However, a
clinical diagnosis is often difficult because
abdominal symptoms are nonspecific.'" Primary
MVT accounted for 25% to 55% of cases in early
studies, but recent reports show adeclinein primary
MVT because of improvements in the diagnosis of
hypercoagulable states.” Advances in new imaging
techniques also have enabled early recognition of
this disease without or beforelaparotomy.*® Thereis
no consensus about initial treatment in the
management of MV T. Some authors have proposed
an aggressive surgical approach® whereas others
have advocated medical therapy.’
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CaseReport:

A 28-year-old male presented with 4 days history of
abdominal pain, vomiting, and melena. Abdominal
pain was acute in onset localized to umbilical and
left hypochondriac region, severe episodic colicky
type and worsened with eating. He denied any fever
or chills. He had persistent melena during the
hospital stay. Therewasno history of fever, bleeding
per rectum, hematemesis, jaundice or any urinary
complaints. Past medical history was not
contributory. The patient was an occasional
alcoholic. Family history wasnot significant.

On examination Pulse was 98/min regular, normal
volumic, peripheral pulsation well felt, respiratory
rate was 24/min , BP 130/80 mmHg, the abdomen
was soft but tender in epigastric, umbilical and left
hypochondriac region. There was no guarding,
rigidity, organomegaly or freefluidinabdomen. The
patient was provisionaly diagnosed as acute
abdomen ? Gastritis ?? acute pancrestitis. Patient
was investigated as CBC : TLC - 16,700 Hb - 13.5
g/dl platelet - 1.91 lakh; LFT, KFT were normal; S.
amylase - 51 U/L; Slipase - 250 U/L; INR - 1.1;
Stool for occult blood was positive; USG abdomen
was so Portal vein thrombosis with periportal
collaterals with mild splenomegaly with splenic
vein thrombosis and perisplenic collaterals along
with oedematous small bowel loops with minimal
vascularity in left hypochondriac and mild ascites;
ANA was0.98 (negative); Homocysteinewashigh -
7.7 (normal < 30). CT abdomen wass/o Thrombosis
in right and left branch of portal, main portal,
proximal splenic and proximal superior mesenteric
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vein associated with periportal, peripancreatic,
perisplenic collaterals With early ischemic changes
involving jejunal loopsin the form of long segment
bowel wall thickening and decreased wall
enhancement. Hepatic veins, arteries, 1VC, aorta
and its branches were normal. There was mild
splenomegaly mild ascites. Thrombophilia profile
was not done as the patient immediately started on
anticoagul ants.

The final diagnosis was superior mesenteric vein
thrombosis with portal and splenic vein thrombosis
with early jejunal wall ischemia. The patient was
managed with heparin and later on switched to
nicoumaone with higher antibiotics meropenem,
analgesic tramadol, 1.V. fluids. The opinion of
Intervention radiologist, general surgeon,
cardiovascular and thoracic surgeon,
Gastroenterologist was sought and all advised
conservative management with anticoagulants and
no intervention. During the course of illness, patient
had frequent episodic pain and melena. Initialy,
bowel was rested and later on with the resolving
bowel wall edema and ischemia patient was started
on liquid supplements. Melena subsided with
normal stools. Patient was discharged on
nicoumal oneand advised regular monitoring of INR
Discussion :

Acute MVT is defined as a thrombus of the
mesenteric vein with bowel infarction, regardless of
its severity. MVT has been variably estimated to
account for 0.002-0.06% of all inpatient
admissions,*® 0.01% of al emergency surgical
admissions,” and lessthan onein 1000 |aparotomies
for ‘ acuteabdomen’ .

The location, extent and rapidity of thrombus
formation, however, determine the severity of
intestinal injury. Different pathophysiologic
mechanisms have been postulated for acute
thrombus formation because of local factors,
systemic hypercoagulable states. Whichever
mechanism is invoked, however, infarction from
MVT requires the involvement of the venous
arcadesand vasarectaleading to complete occlusion
of venous return”. Risk factors may be divided
broadly into heritable and acquired thrombophilias
(e.g. prothrombin G 20210 mutation, MPD);
hypercoagul able states rel ated to systemic disorders
(e.g. nephrotic syndrome, malignancy); and local
intra-abdominal processes (e.g. splenectomy,
diverticulitis, trauma).

Doppler ultrasound is widely available, rapidly
performed and non-invasive has good specificity
(100%) but poor sensitivity (70-90%) for MV T.”

CT of the abdomen with adequate portal venous
phase contrast is a highly sensitive and specific,
readily availabletest which has emerged asthe most
reliablemodality todiagnoseMVT."*

Immediate heparinization upon diagnosisof MVT -
intraoperatively and even for patients who present
with bleeding because of MV T-inducedischemia- is
currently accepted asstandard therapy.™

Over the last two decades, various systemic and
percutaneous thrombolytic techniques have been
applied to the treatment of acute MV T, albeit mostly
in case reports and small series.”® When acute large
vessel thrombosis is identified, thrombectomy is
useful,”” as mechanical thrombectomy may resultin
arapid and durable venous patency without the need

A and B : Noncontrast opacification of right and left branches of the portal vein.
C and D: Noncontrast opacification of SMV
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for prolonged thrombolytic therapy. Whenintestinal
infarction is suspected by virtue of clinical
decompensation or radiologic findings, immediate
exploration of theabdomen either by laparotomy or
laparoscopy ismandated, and once the diagnosisis
confirmed, intraoperative heparinization with
intestinal resection should beinitiated.

MVT has a better prognosis than do other forms of
AMI. In alarge systematic review of amost 3700
cases of AMI seen between 1966 and 2002, the
overal mortality rate of patients with MVT was
44% compared with 66-89% for patients with
arterial  embolism, non-occlusive ischemia, or
arterial thrombosis.”® Just as with other forms of
AMI, mortality rates in acute MVT are primarily
determined by the presence or absence of intestinal
infarction.

Conclusion:

Although acute MVT is responsible for only about
3-15% of cases of AMI, ahighindex of suspicionis
needed for accurate diagnosis because of the non-
specific nature of its presenting signs, symptoms
and laboratory tests. Evidence of infarction
mandates emergent surgical consultation and
abdominal exploration and / or aggressive
intravascular therapy in order to save as much
intestine as possible. Patients with thrombophilia
should be defined, and long-term anticoagulation
tailored to the patient'sindividual needs. Short-term
mortality largely depends on whether infarction is
present and has improved over time because of
earlier diagnosisand aggressivetherapy.
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