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Acyclovir in the Treatment of Aplastic Anemia 
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Eight patients with idiopathic severe aplastic anemia received acyclovir as the initial 
treatment to ascertain if this antiviral therapy could be effective. Three patients showed 
improvement, but only one had a sustained recovery. The responses could be coinci- 
dental, but it seems that some patients can benefit from acyclovir. More studies are 
needed on the role of viruses and antiviral therapy in relation to severe aplastic anemia. 
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INTRODUCTION 

Currently, the best treatment for severe aplastic anemia 
(SSA) is bone marrow transplantation. In those patients 
for whom no suitable donor is available, a good therapeu- 
tic alternative is the antithymocyte globulin [ 11. There 
are some other treatment modalities such as corticoste- 
roids and anabolic androgens, but these offer less favor- 
able results [ 2 ] .  In many countries, it is not always 
possible to offer the best treatment to this type of patient. 

Mexico has a high incidence of aplastic anemia and 
lacks the best therapeutic alternative for the majority of 
our patients. In the search for new alternatives, we have 
tried acyclovir in a small group of patients resistant to 
androgens and corticosteroids [3] and obtained results 
that led us to try this drug as the initial treatment in 
patients newly diagnosed with SSA. This paper describes 
our experiences with these patients. 

PATIENTS AND METHODS 
From January, 1986, until November, 1987, 12 patients 

met at least three of the following criteria for the diag- 
nosis of severe aplastic anemia: thrombocytopenia of 
20,000 per mm3 or less, absolute neutrophil count of less 
than 500 cells per mm3, hypoplastic bone marrow with 
less than 25% cellularity, and less than 1 % reticulocytes. 
Eight of them also fulfilled the following criteria for 
inclusion in this study: “idiopathic” etiology of severe 
aplastic anemia, untreated disease, a negative Ham test, 
absence of clinical and laboratory evidence of autoim- 
munity, impossibility of bone marrow transplantation or 
antithymocyte globulin, informed consent regarding the 
nature of the study, and at least a 6-week follow-up 
evaluation period after finishing the treatment. All of 
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them received oral acyclovir at the dose of 15 mg/kg 
body weight three times per day for 10 days. Support 
therapy was administered as needed, including packed 
red cells to elevate hemoglobin to 9 g/dl, and platelet 
concentrates; no patient received leukocyte concentrates. 
The details for each patient such as age, sex and complete 
blood count upon admission are shown in Table I. No 
patient showed clinical evidence of viral disease. Patients 
who required transfusions within 4 weeks of finishing 
treatment with acyclovir were considered failures and 
were treated with oxymetholone and prednisone. A fa- 
vorable response was assumed for those who became 
transfusion-independent 4 weeks following the termina- 
tion of treatment. 

RESULTS 

Only three patients showed clinical and laboratory im- 
provement 6 weeks after diagnosis. Patient 1 showed a 
sustained recovery without requiring blood transfusions 
or other treatment and was lost to follow-up 8 months 
after diagnosis with a hemoglobin of 9.7 g/dl, a neutro- 
phil count of 1,400 cells per m3 and 50,000 platelets 
per m3. The other two patients improved and remained 
without transfusions for 5.5 months (patient 2) and 5 
months (patient 3). Both failed to respond to another 
course of acyclovir. Patient 2 is now receiving oxymeth- 
olone and requires one unit of packed red cells every 2 
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TABLE 1. Hematological Values and Current Status of the Patients 

age Reticu- Hb phils/ Platelets/ 
Sex and Neutro- 

Patient (years) locytes gldl mm3 m 3  Current status 

1 M 0.4 7.4 208 12,000 Lost at 32 weeks 
40 without requiring 

therapy 
2 M 0.7 4.3 494 18,000 Alive requiring 

oxy metholone 
10 transfusion and 

3 F 0.8 4.9 264 15,000 Lost to control 
15 requiring 

transfusion 
4 F 0.2 6.2 3 80 10,000 Died at 4 months 

53 postdiagnosis 
5 M 0.9 9.4 460 10,000 Died at 2 months 

21 postdiagnosis 
6 M 0.4 4.1 290 18,000 Alive requiring 

10 oxymetholone 
7 F 0.5 5.8 240 15,000 Died at 3 months 

9 postdiagnosis 
8 F 0.8 2.8 360 12,000 Alive requiring 

9 transfusion and 
oxvmetholone 

weeks. It is interesting to note that the relapse of patient 
2 was preceded by a herpes type 1 stomatitis. None of 
these patients had adverse reactions to acyclovir. 

DISCUSSION 

At the present time, it is generally accepted that the 
cause of acquired aplastic anemia cannot be explained by 
a single factor, remaining idiopathic in many cases [2]. 
In the etiology of the disease, viruses such as hepatitis A 
virus, Epstein-Barr virus, and influenza virus have pre- 
viously been recognized, but the use of effective antiviral 
therapy for aplastic anemia patients was attempted until 
1984, with a good result in one patient [4,5]. One year 
later, we obtained similar good results in three similar 
patients resistant to conventional therapy [3] which, along 
with the evidence that virus can damage the bone mar- 
row, allowed us to use acyclovir as the initial treatment 
in patients with newly diagnosed SSA. 

Our results suggest that some patients can benefit from 
acyclovir. We do not know whether or not the responses 
obtained in three of eight patients are coincidental, but 

until now we have not seen spontaneous recovery in SSA 
patients at our hospital. Only a large, randomized study 
would clarify this doubt. More studies are needed on the 
role of viruses and antiviral therapy in relation to SSA. 
We must remember that the majority of patients, at least 
in developing countries, cannot be treated as they should. 
Other options must be explored in the treatment of this 
catastrophic disease. 
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