
Letters to the editor

bin 0.2 mg/dl, and indirect bilirubin 0.7 mg/dl. The
metabolic diseases screening test results were:
blood ammonium level 50 mmol/L (normal), redu-
cing substance in the urine (negative), and tan-
dem mass spectrometry (normal). Echocardiog-
raphy was normal. 

To our knowledge, fatty liver degeneration in Sec-
kel syndrome has not been reported previously.
There is considerable heterogeneity in the clinical
characteristics in Seckel syndrome (5-7).  As a re-
sult of this case report, we suggest also investiga-
ting patients for hepatosteatosis.  
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To the Editor,

Polycythemia vera (PV) is a myeloproliferative di-
sorder that can be complicated with thrombosis.
The rate of thrombosis is as high as 50% (1-7).
Budd-Chiari syndrome and portal, splenic, or me-
senteric vein thrombosis are some examples of the
major thrombotic events that can be seen in PV
patients. Portal hypertension and hypersplenism
can complicate as a result (8,9).

Pancreatic pseudocyst is defined as a fluid collec-
tion >4 weeks old and surrounded by a defined
wall (10). Most pseudocysts include sterile materi-
al. There is no need for treatment for an asympto-
matic pseudocyst (11,12). 

In this article, we report a case of PV with a rare
secondary complication of pancreatitis. 

A 46-year-old male had symptoms of abdominal
pain, pruritus and dyspnea. During the previous
four months, he had noted these complaints with
increasing severity. Physical examination revea-
led hepatomegaly and splenomegaly. He had also
rales in the left hemithorax. 

On laboratory examination, hematocrit level was
57.02 x103/µl (37.0–50.0), leukocyte count 17.6
x103/µl (4.0–11.0), granulocyte count 17.0 x103/µl
(9.0–17.0), and platelet count 734 x103/µl
(150–400), and JAK2 mutation was present. The-
se findings were consistent with PV. There were
no signs of another clotting disorder.  Phlebotomy
and hydroxyurea therapy was started.

Computed tomography (CT) revealed portal vein
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thrombosis with cavernous transformation and
collaterals. The CT showed normal appearance of
the liver with a mild splenomegaly (14 cm). There
were hypodense areas in the spleen compatible
with infarction. Splenic artery thrombosis was ob-
served in the CT. There was also a cystic appe-
arance in the tail of the pancreas, with a cyst di-
ameter of 8 cm. CT also showed free abdominal as-
cites. The left hemithorax was filled with massive
effusion. There was a filling defect in the left dis-
tal pulmonary vein compatible with a pulmonary
vein embolus. Upper endoscopy revealed grade 3
esophageal and fundic varices. 

The endosonographic (EUS) examination revealed
a pancreatic cyst with regular border. The maxi-
mal diameter of the cyst was 8 cm. There was an
anechoic cystic appearance in the EUS. All these
findings correlated with a pseudocystic view (Fi-
gure 1). 

Low molecular weight heparin was started as a
treatment for the thrombotic disorder. After disc-
harge from the hospital, EUS examination was
performed at three-month intervals for one year.
The diameter of the pancreatic cyst was unchan-
ged, and the patient was well over this time peri-
od. 

Portal, splenic and mesenteric thrombosis can be
observed frequently in PV patients (13). There is
no clear explanation for the cause of thrombosis
occurrence in these sites. It is supposed that
hyperviscosity may play a significant role (14). It
has been concluded that approximately 15% of PV
patients have thrombotic complication before di-
agnosis (2).    

Pancreatic pseudocysts occur in 2–10% of patients
with mild and in approximately 50% of patients
with severe acute pancreatitis (15). In the EUS,
the pseudocyst appears with lack of septations
and mural nodules; however, internal debris is se-
en frequently. Pseudocysts can be aspirated under
EUS guidance for a differential diagnosis of muci-

nous cystic neoplasms (16,17). Because of the high
bleeding risk and stability of the cyst size, we did
not perform a drainage procedure in our case.     

There are some reports regarding the benefit of
splenectomy for PV patients with portal thrombo-
sis. Randi et al. (18) found that increased use of
cytotoxic drugs during the early postoperative pe-
riod can increase the risk of leukemic transforma-
tion. They also stated that patients who survive
the first post-splenectomy period may have a long
and safe life (18). Because of the stability of our
patient, we controlled our patient with hydroxyu-
rea treatment. The pancreatic pseudocyst was
asymptomatic during the follow-up of our patient.
There was no other pancreatitis episode during
the follow-up visits. 

As mentioned above, thrombotic episodes can be
seen in PV patients. To our knowledge, there has
been no previous case in the literature with pan-
creatic pseudocyst as a complication of PV. At the
time of this report, in spite of the simultaneous
portal and pulmonary thrombosis episode, the pa-
tient was asymptomatic with hydroxyurea and an-
ticoagulation treatment. 

FFiigguurree  11.. The endosonographic view of the patient with pan-
creatic pseudocyst as a result of thrombosis caused by polyc-
ythaemia vera
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