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C a s e  r e p o r t

A 92-year-old man presented to our outpatient clinic 
with complaints of fatigue, muscle weakness and 
upper abdominal discomfort. There was no history of 
haematemesis, melaena, haematuria or epistaxis. In 
2010, he was diagnosed with immune thrombocytopenic 
purpura (ITP) and was treated with prednisolone 1 mg/kg/
day (80 mg/day) with good response. The dose was tapered 
down slowly without disease relapse. Three weeks prior to 
presentation, the patient had discontinued the prednisone.

Physical examination revealed purpura and petechiae, 
especially localised on the extremities. There was no 
lymphadenopathy or hepatosplenomegaly present. 
Laboratory findings showed a platelet count of less than 
3 x 109/l. No other abnormal findings were noted. A bone 
marrow aspirate smear showed increased production 
of megakaryocytes without signs of dysplasia in all cell 
lines. The relapse of ITP was again treated with oral 
prednisolone 1 mg/kg/day, however, without effect. Also 
addition of intravenous immunoglobulin did not increase 
the platelet count. Because of the refractory character of the 
ITP we decided to give rituximab off-label. Five days after 

administration of the first dose of rituximab the patient 
developed haemorrhagic bullous lesions on the left hip 
(figure 1).

W H AT   IS   YO  U R  DIA   G NOSIS     ?

See page 195 for the answer to the photo quiz.

Figure 1. Haemorrhagic bullae in the left groin region



195

m a y  2 0 1 2 ,  v o l .  7 0 ,  n o  4

© Van Zuiden Communications B.V. All rights reserved.

D i a g n o s i s

The affected dermatomal pattern on one side of the 
body, in conjunction with the immunosuppressive 
treatment, made us think of an opportunistic infection 
with varicella zoster virus (VZV). The haemorrhagic 
aspect was suggested to be caused by the underlying 
thrombocytopenia, which initially persisted despite therapy 
with rituximab. A polymerase chain reaction on the 
bullous fluid was positive for VZV DNA, indicating an 
active VZV infection.
ITP treatment with corticosteroids results in a complete 
response in 20% of adult patients. Most of the patients, 
however, will require a second-line treatment. For the 
clinical management of ITP we refer to a recent paper 
in this journal.1 Rituximab, a chimeric anti-CD20 
monoclonal antibody, depletes CD20+ B-cells which results 
in low or even undetectable levels for two to six months, 

returning to pre-treatment levels within a year. Rituximab 
also induces complement-mediated cytotoxicity and 
dysfunction of CD4 T cells leading to abnormal cytotoxic 
T-cell-mediated responses.2 The above predisposes the 
patient to opportunistic infections. Data from 356 patients 
receiving rituximab monotherapy showed a 30% incidence 
rate of infectious events; 19% of patients had a bacterial 
infection, 10% viral infections, 1% fungal infections and 
6% infections of unknown aetiology.3 One randomised 
controlled trial showed opportunistic viral infections which 
included three dermatomal herpes zoster infections and 
four localised herpes simplex infections. Isolated cases of 
other viral infections have been associated with rituximab, 
such as cytomegalovirus, West Nile virus, JC virus, BK 
virus and parvovirus.4

Our patient was treated with valaciclovir 1000 mg twice 
a day. He responded very well to drug therapy and there 
was a major reduction of the bullae and herpes zoster 
rash. Additionally, after the third rituximab infusion, a 
significant increase in the platelet count to 70 x 109 cells/l 
was seen.
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Figure 1. Haemorrhagic bullae in the left groin region




