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The aim of the authors of the paper ‘Relationship between splenomegaly and 
hematologic findings in patients with hepatosplenic schistosomiasis’ published in this edition 
of the Revista Brasileira de Hematologia e Hemoterapia was to evaluate hematological and 
hemostatic abnormalities in patients with the severe form of schistosomiasis and its possible 
association with splenomegaly and portal hypertension(1). For this purpose a prospective study 
was performed of 55 compensated hepatosplenic schistosomiasis patients previously treated 
with praziquantel. All patients were outpatients of the Gastrointestinal Service of the Hospital 
das Clínicas of the Universidade Federal de Pernambuco (UFPE), Recife, Brazil, during the 
period 2010-2012. Thirty healthy individuals were selected as a control group. An abdominal 
ultrasound was performed in all patients and the Niamey protocols were used to measure 
the longitudinal diameter of the spleen and to classify the pattern of fibrosis. Moreover, 
routine liver tests were performed including albumin, aminotransferases (AST, ALT), alkaline 
phosphatase (ALP) and gamma glutamyl-transferase (γ-GT). A complete blood count and 
hemostatic tests such as prothrombin time/international normalization ratio (PT/INR), partial 
thromboplastin time (PTT), fibrinogen and D-dimer were carried out.

The authors observed that patients showed predominance of advanced pattern fibrosis. 
Furthermore, the routine liver and hemostatic tests had increased values compared to the 
control group with the exception of the level of fibrinogen. There were also high frequencies 
of upper gastrointestinal bleeding in patients (34%) and thrombocytopenia (83%); 36.5% 
had anemia and 47% presented leukopenia. An inverse correlation was found between the 
longitudinal diameter of the spleen and the platelet count.

The development of gastro-esophageal varices is a common complication of portal 
hypertension and bleeding from varices is a frequent cause of mortality and morbidity(2,3). As 
the platelet count is a commonly available parameter and measurement of the spleen bipolar 
diameter has a high reproducibility in abdominal ultrasound studies(4,5), their use might be of 
help in the clinical management of patients with Schistosoma mansoni infection and suspected 
esophageal varices in endemic areas.

According to some authors(6,7), increases in the ALT and AST levels occur with liver cell 
damage, but in S. mansoni infections this type of injury is not commonly observed. On the 
other hand, the most important cause of increases in γ-GT is the chronic stimulation of the 
microsomal fraction of hepatocytes and the presence of cholestasis(8). According to Martins & 
Borges, chronic stimulation of the microsomal fraction of hepatocytes occurs only in patients 
with the hepatosplenic form of schistosomiasis. Some authors(8,9) proposed that changes in the 
biliary tree, due to fibrosis of the portal space, may be the anatomical substrate for the increases 
in the ALP and γ-GT levels in patients with the hepatosplenic form of schistosomiasis. 

In the literature, there is a tendency to explain hematologic changes related to portal 
hypertension as being due to hypersplenism just through observing hematological laboratory 
values(10,11)  . It is noteworthy that pancytopenia in portal hypertension due to schistosomiasis is 
caused by intra-splenic blood stasis related to difficult venous drainage to the liver. Symmers 
fibrosis in hepatosplenic schistosomiasis does not interfere in the function of these organs. 
Therefore, there is doubt regarding the term hypersplenism which is perhaps confused with 
the term storage. In the case of splenomegaly schistosomiasis, cytopenia may be caused by the 
increase in splenic storage and not by a mononuclear phagocytic system disorder(11,12). 

Apart from these considerations, there is the difficulty of explaining why the very low 
platelet and leukocyte counts found in patients with portal hypertension and schistosomiasis 
are not accompanied by clinical symptoms(11,13).

On the other hand, coagulation disorders are frequently observed in patients with 
schistosomiasis even though the pathophysiology for this has not yet been established. In 
patients with advanced hepatosplenic schistosomiasis, high levels of the pro-inflammatory 
cytokines, interleukin-1 alpha (IL-1α) and tumor necrosis factor alpha (TNF-α) and 
lipopolysaccharide (LPS) have been detected in the sera(14). It is therefore assumed that a tissue 
factor procoagulant expressed by endothelial cells because of stimulation by these agents 
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may participate in the activation of the extrinsic coagulation 
cascade(14). Accordingly, it may be possible that host immune 
responses to schistosome eggs participate in not only granuloma 
formation and tissue fibrosis, but also in the development of 
hemostatic abnormalities in schistosomiasis mansoni(14).
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