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Recovery of Aplastic Anemia Complicated by HIV
Infection after Oxymetholone Therapy: A Case Report

Somchai Insiripong, M.D.*,
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Abstract: Aplastic anemia is a hematopoietic stem cell defect possibly due to an autoimmune process. It is
characterized by the combination of peripheral pancytopenia and the hypocellular bone marrow. Besides the
horse antithymocyte globulin with cyclosporine or the stem cell transplantation, oxymetholone, the synthetic
androgen, is also allowed to be the alternative treatment for non-severe aplastic anemia. And herein, the role of
oxy-metholoneas the treatment of aplastic anemia complicated by the human immunodeficiency virus (HIV)
infection is reported. The patient was a 40-year-old Thai vendor who presented with the pancytopenia, Hb
7.1 g%, WBC 2,700/mm’, platelet 7,000/mm’, N 23 %, L 62 %, reticulocyte 0.8 % and diffuse medullary
aplasia in the bone marrow. He was diagnosed as aplastic anemia and treated with oxymetholone 150 mg a day
and on demand blood transfusion if Hb concentration less than 7.0 g%. Two years later, HIV antigen/antibody
was tested and found positive. The CD4 count was 437/mm’ or 31 % and the anti-retroviral therapy was not
initiated. Every year, the hematologic parameters as well as CD4 count were gradually increased every year
during the long term oxymetholone therapy until transfusion was finally unnecessary although the viral load
had never been studied through the follow-up period. The present hematologic parameters were: Hb 13.0 g%,
WBC 5,300/mm’, platelet 24,000/mm’, and CD4 526/mm’. Our case seemed to slowly increase the CD4 count
during the oxymetholone treatment without side effects although the anti-retroviral therapy was withheld.
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Introduction

Aplastic anemia (AA) is mainly an acquired
hematopoietic stem cell defect leading to the decreased
hematopoietic cell precursors in the bone marrow and
the peripheral pancytopenia. Itsbasic pathogenesis
is believed to be an immune mediated, viz., the
autoreactive lymphocytes mediating the destruction

of hematopoietic stem cells. Exposures to drugs,

viruses, and toxins, are thought to trigger the aberrant
immune response in some patients, but most cases
are classified as idiopathicm. And the important
treatment for the patients with severe aplastic anemia,
reticulocyte <20,000/mm’, neutrophil <500/mm’,
platelet <20,000/mm” and the cellularity <25 % in
the bone manow(z), includes the horse antithymocyte

globulin with cyclosporine, the stem cell transplanta-
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tion in cases of the younger age group and the available
compatible donors"”.

Oxymetholone is a synthetic androgen
which has been accepted by the US FDA for treating
the patients with inadequate production of the red
blood cells due to the bone marrow failure such as
aplastic anemia, congenital or acquircd(d), and sickle
cell anemia”. Other indications include the fatigue
and wasting in HIV-infected personsm. Herein, the
role of oxymetholone in the treatment of the patient
with aplastic anemia who was complicated by HIV

infection was reported.

Case Report

A 40-year-old Thai man was found to recover
nearly completely from aplastic anemia and CD4
lymphocytopenia during HIV infection after
oxymetholone therapy for many years, viz., the blood
tests were:Hb 13.0 g% Hct 40.6 %, WBC 5,300/mm”,
platelet 24,000/mm’.

Five years ago, he was definitely diagnosed
as having aplastic anemia based on the combination of
the peripheral pancytopenia and the diffuse medullary
aplasia in the bone marrow biopsy, Hb 7.1 g%, WBC
2,700/mm’, platelet 7,000/mm’, N 23 %, L 62 %,
reticulocyte 0.8 %, MCV 97.9 fL, MCH 32.9 pg,
serum erythropoietin >200 mU/ml (normal 2.6-34.0),
normal liver and kidney function tests, albumin 4.2 g%,
globulin 3.2 g% and negative for HIV antibody test.
And he was treated with oxymetholone 150 mg a day.
He regularly attended our clinic every 1-3 months and
he would be transfused if his Hb concentration was
less than 7.0 g%.

Three years ago, he was tested and found

to have positive HIV antigen/antibody, negative

for VDRL, HBsAg, anti-HCV and anti-HAV IgM
whereas the simultaneous CD4 count was 437/mm’
or 31 %. The anti-retroviral therapy was not initiated
while the oxymetholone therapy was still continued.
And his hematologic parameters including the CD4

count were gradually improved as shown in the table.

Hb(g%) WBC(mm’) Platelet(/mm’) CD4(/mm’)

2010 71 2,700 7,000 .
2011 6.6 2,200 4,000 -
2012 7.3 2,800 14,000 437
2012 9.1 3,800 14,000 439
1014 10.2 3,800 20,000 460
2015 13.0 5,300 24,000 526

One year after the HIV infection was recognized,
he did not need the blood transfusion.When his Hb
concentration was normalized (Hb 13 g%), the dose
of oxymetholone was lowered to be 100 mg a day and
he could maintain his Hb and the WBC count within
the normal ranges although the platelet count was still
markedly low. Although the antiretroviral therapy was
not initiated, the CD4 count was gradually increased
every year.

For the side effects of oxymetholone, no
gynecomastia was noticed. The body weight, the liver
function and kidney function tests were not changed

during the long term therapy.

Discussion

In HIV-infected persons, AA can be more
commonly found because the HIV can indirectly
damage the hematopoietic stem cells in the bone marrow
leading to the decreased production of one, two or all
cell lines resulting in AA"®. On the other hand, the

aplastic anemia patients always need frequent blood
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transfusion and this can contribute the risk of HIV
infection even in cases of HIV-negative blood®'?.

In the study of 31 patients with idiopathic
or drug-induced AA, oxymetholone, 3-5 mg/kg/day
for 2 months and then 1.5-2 mg/kg/day, were found
clinically and hematologically effective, 10 with
partial remission and 1 with complete remission’ .
Our case was firstly diagnosed as AA although he
was later complicated by HIV infection, the long
term oxymetholone therapy could still induce partial
remission of AA.

During long term oxymetholone therapy, the
CD4 count is gradually increased every year until it
is more than 500/mm’ although the HAART therapy
has never been initiated. In the study of oxymetholone
50 mg a day in conjunction with testosterone replacement
in HIV-infected men, it does not affect the CD4
level'”. On contrary, oxymetholone 50 mg a day in
combination with proteinase inhibitors can increase
CD4 value overtime'”. While in the double-blind,
randomized, placebo-controlled trial of oxymetholone
for HIV-related wasting syndrome, the increase of
CD4 is found in the oxymetholone 100 mg a day group
but not found in the 150 mg a day of oxymetholone
group or placebo group and the investigators conclude
that the increment is the effect of the intensification
of HAART". However, the effect of oxymetholone
100-150 mg a day for the augmentation of the CD4
in HIV-infected patients should be verified in the
further extensive studies.

Oxymetholone is demonstrated to increase
the body weight as compared with the placebo in
cases with eugonadal males and females with HIV
infection"” but the body weight as well as other side

effects was not changed in our case.

Conclusion

A 46-year-old Thai man was definitely
diagnosed as having aplastic anemia and treated with
oxymetholone 150 mg a day. Two years later he was
found to have an HIV infection, oxymetholone was
still continued but HAART was not initiated.One
year later, the Hb concentration and the WBC became
normal whereas the CD4 count was gradually increased
every year and they were presumed to be due to the

direct effect of oxymetholone itself.
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