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ABSTRACT

Case Report

A Rare Cause of Anaemia

in HIV/AIDS

SAMARTH VIRMANI', RAMA BHAT?, RAGHAVENDRA RAO?, RUCHEE KHANNA*, LIPISHA AGARWAL®

Patients living with HIV are commonly diagnosed with anaemia which can have various aetiologies. However, one of the rare causes
of anaemia in such patients is Auto Immune Haemolytic Anaemia (AIHA), which is difficult to diagnose due to the absence of
reticulocytosis in HIV patients. Such patients can be treated with corticosteroids which can gradually be tapered off over a period
of time. The following is a case of a 52-year-old male living with HIV who was diagnosed to have AIHA and was successfully treated

with steroids.
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CASE REPORT

A 52-year-old male patient, who was a known case of retroviral
illness since eight years and an old case of pulmonary tuberculosis
treated eight years ago, was admitted with a chief complaint of
easy fatigability for three weeks duration. The patient complained
of tiredness and fatigability present throughout the day. This was
associated with a decrease in appetite and occasional dysphagia.
The patient also complained of retrosternal chest pain present
intermittently throughout the day. There was no associated history
of fever, breathlessness, palpitations or abdominal pain.

On examination, the patient’s vital signs were stable. There was
conjunctival pallor and no lymphadenopathy. The rest of general
physical examination was normal. Systemic examination of all
systems was unremarkable. Blood investigations revealed a
haemoglobin of 7.2 g/dl, platelet count of 259,000 cells/ml, total
leucocyte count of 5100 cells/ml, ESR of 101 mm/hour, serum
urea of 34 mg/dl, serum creatinine of 1.0 mg/dl, serum sodium of
136 mmol/l and serum potassium of 4.1 mmol/Il. Peripheral smear
showed normocytic normochromic anaemia and red blood cells
with anisocytosis, polychromasia and occasional spherocytes. Total
bilirubin was 0.2 mg/dl, direct bilirubin was 0.1 mg/dl, aspartate
aminotransferase was 37 |U/ml, alanine transaminase was 34 1U/ml,
alkaline phosphatase was 98 IU/ml, serum alboumin was 3 gm/dl and
serum globulin was 5 gm/dl. Serum lactate dehydrogenase levels
were elevated (417 U/l). Serum iron, total iron binding capacity and
vitamin B12 levels were found to be normal. Antinuclear Antibody
(ANA) and ANA profile were negative. Stool routine and microscopy
was negative for opportunistic organisms (e.g., Crytosporidia,
Isospora, etc.,) and occult blood.

Bone marrow aspiration and biopsy were negative for acid fast
bacili and revealed HIV associated changes with increase in
histiocytes [Table/Fig-1] and dyspoietic megakaryocytes [Table/
Fig-2]. Glucose-6-Phosphate Dehydrogenase (G6PD) levels
were found to be normal. The direct Coombs test was found to
be positive. Reticulocyte count was found to be normal and
reticulocyte percentage was 1.28% (normal=0.2-2.0%). The patient
was diagnosed to have AIHA. The patient’s absolute CD4 count
was 8 cells/ul. An esophagoscopy was done and the patient was
found to have esophageal candidiasis. The patient was started on
oral Itraconazole 200 mg once daily for 14 days (for esophageal
candidiasis). Oral prednisolone 30 mg per day was given for four
weeks, which was tapered and stopped in the next four weeks (for
AIHA). Highly Active Anti-Retroviral Therapy (HAART) in the form
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of tenofovir, lamivudine and efavirenz was continued. The patient
had come for follow up eight weeks later and was found to have a
haemoglobin level of 11.2 g/dl.

DISCUSSION

Anaemia is common among patients living with HIV and is present
in about 20% of patients at the time of diagnosis and in about 70%
of patients during the course of the disease [1].

Anaemia in such patients may be due to various factors such as
decreased production of red blood cells due to suppression of
haematopoiesis by lymphoma cells, infections like Tuberculosis (TB),
disseminated intravascular coagulation, thrombotic thrombocytopenic
purpura, immune and non immune haemolysis, ineffective production
secondary to vitamin B12, iron or folic acid deficiency and therapy with
zidovudine which is known to suppress erythropoiesis [1].

Anaemia in patients with HIV is believed to worsen the prognosis,
independent of the CD4 count, as it is associated with progression
to AIDS and shorter periods of survival [2-4]. It has been shown that
people living with HIV with resolved anaemia have a better prognosis
than those with anaemia [5].

AIHA is a condition where anti erythrocyte autoantibodies bind to
red blood cells and the reticuloendothelial system subsequently
destroys these coated red blood cells [6]. The incidence of AIHA is
about 1 per 75,000-80,000 population annually [7]. As per a studly,
the incidence of AIHA in patients with HIV was found to be 3.06%
(8.

AlHA is rarely seen in patients with HIV possibly due to the difficulty in
diagnosing the condition since reticulocytosis is frequently absent in
AIHA in patients with HIV [9]. Our patient reticulocyte response was
less than expected which may be explained by a hypo-functional
bone marrow. The most preferable method of diagnosing AIHA is
by the direct Coombs test, which was found to be positive in our
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(red arrow) (H&E staining,
40X). [Table/Fig-2]: Trephine biopsy showing increase in dyspoietic megakaryocytes
(red arrow) (H&E staining, 40X).
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patient.

Some cases of AIHA in HIV infected patients may occur secondary
to angiotropic large cell lymphoma, Burkitt lymphoma or diffuse
large B-cell ymphoma and during Castleman disease [10-13].

The first line of treatment for AIHA in HIV infected patients is
corticosteroids or immunoglobulins, whereas patients who do not
respond to first line treatment may be candidates for splenectomy
[14]. The response to steroids is usually favorable [15]. It is important
to bear in mind that such patients may have worsening of their
immune status due to administration of steroids. Our patient was
given oral steroids which were gradually tapered over time.

It has been shown that HIV infected patients with AIHA are at an
increased risk of potentially fatal thromboembolism when they
receive red blood cell transfusions, thus making it essential to
screen HIV infected patients with anaemia for AIHA [16]. Moreover,
most patients with the condition respond to standard treatment
and those that do respond have a good prognosis, thus making
screening for the condition important.

CONCLUSION

Autoimmune haemolytic anaemia in HIV infected patients can be
difficult to diagnose due to the absence of reticulocytosis. It is
important for the physician to recognise this condition and treat it
because treatment of anaemia by red blood cell transfusion may prove
to be detrimental for the patient. Treatment with corticosteroids is
recommended, however the physician should anticipate worsening
of immune status in such patients.
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