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Q. Is anticoagulation appropriate for all QUESTIONS
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patients with portal vein thrombosis?
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Abdominal infection or sepsis
M"CFAAI'): I?ER?IES' fl\'aDd_ - Cleveland Clnic Lemer Colleae of Acute appendicitis, cholangitis, cholecystitis,
Inical Assistant Professor ot Viedicinge, Clevelan Inic Lerner College O Ang A A Ang R
Medicine of Case Western Reserve University, Cleveland, OH, and ¢ pancr_eat|t|s, dIVGI’tICU|ItIS, abdominal abscess
Department of Hospital Medicine, Cleveland Clinic Abdominal surgery
Especially surgery for abdominal infection, inflam-
A o NO. IN GENERAL, the decision to treat matory bowel disease, abdominal malignancy
e portal vein thrombosis with anticoag- Abdominal trauma
ulant drugs is ;Qmplex and depepds on whether Liver cirrhosis
the thrombosis is acute or chronic, and whether .
the cause is a local factor, cirrhosis of the liver, :yPe;COTIQ:!l?(;)'e S_lt)a(tjes. tI(lirombophllla
or a systemic condition (TaBLE 1). A “one-size- ntiphospnolipid antibody syndrome
fits-all” approach should be avoided (riGure 1). Antithrombin deficiency Each case
Behget disease must be
Cancer
H CV(I:'}JI-II-E) P.?RTRAIL'PY(I)EII}I THROMBOSIS Factor V Leiden mutation evaluated
utc SIS Heparin-induced thrombocytopenia individuall
. _ Inflammatory bowel disease ) y
No randomized controlled trial has yet evalu- Janus kinase 2 (JAK2) polymorphism with expert
ated anticoagulation in acute portal vein Monoclonal gammopathy consultatioh
thrombosis. But a prospective study published Myeloproliferative disorder
in 2010 showed that the portal vein and its Oral contraceptive use o
left or right branch were patent in 39% of an- Paroxysmal nocturnal hemoglobinuria
ticoagulated patients (vs 13% initially), the Pregnancy

Protein C deficiency
Protein S deficiency
Prothrombin thrombophilia (20210G>A mutation)

splenic vein in 80% (vs 57% initially), and
the superior mesenteric vein in 73% (vs 42%
initially).! Further, there appears to be a 20%
reduction in the overall mortality rate associ-
ated with anticoagulation for acute portal vein ~ nitely in patients with permanent hypercoag-
thrombosis in retrospective studies. uable risk factors.’

In the absence of contraindications, anti-
coagulation with heparin or low-molecular- [l CHRONIC PORTAL VEIN THROMBOSIS
weight heparin is recommended, with com- WITHOUT CIRRHOSIS
plete bridging to oral anticoagulation with a
vitamin K antagonist. Anticoagulation should  All patients with chronic portal vein throm-
be continued for at least 3 months, and indefi-  bosis should undergo esophagogastroduode-
doi:10.3949/ccjm.802.12136 noscopy to evaluate for varices. Patients with
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PORTAL VEIN THROMBOSIS

Is the portal vein thrombosis acute or chronic?

Acute

Does the thrombosis extend
into the superior mesenteric vein?

Yes No

Chronic

Anticoagulation is not recommended
(except in patients with ongoing
thrombotic risk factors)

Give anticoagulation therapy Does the patient have cirrhosis?

Yes

Anticoagulation is not generally recommended

Portal vein

No

Evaluate for a systemic cause
(hypercoagulable state, thrombophilia)

If anticoagulation is indicated, esophagogastroduodenoscopy

thrombosis should be done to evaluate for and treat varices

!S com.mon FIGURE 1. Algorithm for deciding when anticoagulation therapy for portal vein thrombosis
In patients is appropriate.

with underlying

cirrhosis large varices should be treated orally with a Ml ACUTE OR CHRONIC PORTAL VEIN

nonselective beta-adrenergic blocker or endo-
scopically. Though no prospective study has
validated this practice, a retrospective analy-
sis showed a decreased risk of first or recurrent
bleeding.*

In 2007, a retrospective study showed a
lower rate of death in patients with porto-
mesenteric venous thrombosis treated with
an oral vitamin K antagonist.” Patients with
chronic portal vein thrombosis with ongoing
thrombotic risk factors should be treated with
long-term anticoagulation after screening for
varices, and if varices are present, primary
prophylaxis should be started.> With this ap-
proach, less than 5% of patients died from
classic complications of portal vein thrombo-
sis at 5 years of follow-up.*

THROMBOSIS WITH CIRRHOSIS

Portal vein thrombosis is common in pa-
tients with underlying cirrhosis. The risk in
patients with cirrhosis significantly increases
as liver function worsens. In patients with
well-compensated cirrhosis, the risk is less
than 1% vs 8% to 25% in those with ad-
vanced cirrhosis.

In patients awaiting liver transplantation,
a large retrospective study’ showed that the
rate of partial or complete recanalization of
the splanchnic veins was significantly higher
in those who received anticoagulation (8 of
19) than in those who did not (0 of 10, P =
.002). The rate of survival was significantly
lower in those who had complete thrombotic
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obstruction of the portal vein at the time of
surgery (P = .04). However, there was no dif-
ference in survival rates between those with
partial obstruction who received anticoagula-
tion and those with a patent portal vein.’

A later retrospective study® showed no sig-
nificant benefit in the rate of transplantation-
free survival or survival after liver transplan-
tation in patients with or without chronic
portal vein thrombosis.®

Unfortunately, we have no data from pro-
spective controlled trials and only limited
data from retrospective studies to make a
strong recommendation for or against antico-
agulation in either acute and chronic portal

such, each case must be evaluated on an indi-
vidual basis in association with expert consul-
tation.

In our experience, the risk of bleeding in
patients with liver cirrhosis is substantial be-
cause of the decreased synthesis of coagulation
factors and the presence of varices, whereas
the efficacy and the benefits of recanalizing
the portal vein in asymptomatic patients with
liver cirrhosis and portal vein thrombosis are
unknown. Therefore, unless the thrombosis
extends into the mesenteric vein, thus posing
a risk of mesenteric ischemia, we do not gener-
ally recommend anticoagulation in asymptom-
atic portal vein thrombosis in patients with

vein thrombosis associated with cirrhosis. As
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