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An 83-year-old man was admitted to our clinic via the 
emergency department, because of recent onset of ascites. He 
gave a two-month history of a heavy abdominal feeling, without 
other symptoms. A diagnosis of myelofibrosis had been made 
10 years earlier, and there was a history of splenectomy, chole-
cystectomy, and arterial hypertension. He was not a smoker, but 
reported heavy alcohol consumption for almost fifty years. He 
denied any weight loss.

On physical examination, his general condition was good. 
Heart rate was 60 bpm, in sinus rhythm, and the blood pressure 
was 120/70 mmHg. A grade II/VI systolic murmur was audible 
over the fifth intercostal space, left midclavicular line. Examina-
tion of the abdomen revealed non-tender hepatomegaly 5 cm 
below the right costal margin, as well as a large amount of 
ascites. There was swelling of the lower extremities. Peripheral 
lymphadenopathy was not detected.

On admission, full blood count showed Hct 24%, Hb 8.1 g/dL, 
WBC 45,000/μL (differential: neutrophils 18%, lymphocytes 21%, 
monocytes 22%, eosinophils 1%, basophils 5%, blastocytes 5%, 
promyelocytes 6%, myelocytes 8%, metamyelocytes 14%), and 
platelets 912,000/μL. The biochemical analysis showed urea 60 
mg/dL, creatinine 1.6 mg/dL, Na 132 mmol/L, K 6.2 mmol/L, total 
and direct bilirubin 0.55 and 0.17 mg/dL, respectively, ALP 941 
IU/L, γGT 413 U/L, LDH 2,518 IU/L, CRP 53 mg/L (normal 0−5). 

The patient underwent upper gastrointestinal endoscopy that 

Figure 1. Computed tomography scan showing a 
normal liver with perihepatic ascites (arrows).

Figure 2. MRI scan showing a normal liver without 
focal lesions and a collection of perihepatic 
ascites.

Figure 3. Computed tomography scan showing 
resolution of ascites

was normal. Among the imaging studies, a chest X-ray showed 
an increased cardiothoracic index, bilateral hilar intensification 
and bilateral vagueness of the costophrenic angles. A computed 
tomographic scanning of the chest and abdomen revealed 
bilateral pleural effusion, reduced pulmonary ventilation, large 
quantity of ascitic fluid (fig. 1), and an incipient abdominal wall 
hernia. A magnetic resonance imaging of the abdomen showed 
hepatomegaly, without a focal lesion, with normal appearance 
of the intrahepatic and extrahepatic bile ducts. In addition, small 
cortical renal cysts were noted and the presence of ascites was 
confirmed (fig. 2).

A diagnostic paracentesis and cytologic analysis of the ascitic 
fluid revealed few sizeable polynucleated cells with hyaloid cyto-
plasm indicative of megakaryocytes, an abundance of lymphocytes 
in various stages of maturation, as well as plenty of eosinophils 
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Diagnosis: Extramedullary foci of hematopoiesis associated with myelofibrosis
and neutrophils. There was no evidence of malignancy.

Comment

The common causes of ascites include cirrhosis, cancer, heart 
failure, TB and pancreatic disease. However, it is important to keep 
in mind some rare causes like the extramedullary hematopoiesis. The 
patient was started on treatment for myelofibrosis with thalidomide 
and hydroxyurea. On follow-up three months later he showed a 
remarkable response to the treatment with the disappearance of 
ascites confirmed by imaging studies (fig. 3).
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