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Abstract: Project Code- RMU4880034

Iron status in HIV-infected children with moderate immune suppression
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Introduction: Abnormal iron metabolism can adversely affect the immune system. Few
studies have been reported about the iron overload in advanced HiV-infected adults but not
in children.

Objective: To evaluate the prevalence of anemia and the association of iron status on HIV
disease progression in moderately immune-suppressed HlV-infected children.

Patients and Methods: The antiretroviral-naive HIV-infected children aged 1-12 years, CD4+
T-lymphocyte (CD4) 15%-24% and no active infections were enrolled after informed consent
from caregivers. The clinical characteristics, iron studies, C-reactive protein, CD4, and
plasma HIV-RNA were collected as a baseline evaluation and every 6 months. Hemoglobin
typing was performed at week12. _
Results: Three hundred children were enrolled in this study, 42.3% were male with mean
age of 6.3 years. The mean body weight and height were 17.9 kg, 106.7 cm, respectively.
The mean CD4 and HIV RNA level were 19.8% and 4.6 log10 copies/mL. The iron study
revealed 178/298 had anemia and 7/283 (2.5%) had iron deficiency anemia. No significant
correlations were observed among serum ferritin and baseline %CD4+ or HIV RNA level.
Discussion: We found that the prevalence of iron deficiency anemia in this study was not
high which was similar to normal children in northeast of Thailand. Most of anemia cases
were mild and might be due to other causes such as anemia of chronic diseases or
micronutrient deficiency.

Conclusion: The prevalence of anemia in HIV children with moderate immune suppression
was 60%, only 2.5% caused by iron deficiency. The long-term follow-up is essential to

determine the association between the iron status and HIV disease progression.
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Suggestion for future research: .

1. Evaluate other causes of anemia in children such as micronutrient deficiency or anemia of
chronic diseases.

2. There were few reports about the increase of hemoglobin A2 after treatment with
zidovudine (ZDV). lh this study, we tried to determine the prevalence and magnitude of
thalassemia and hemoglobinopathy to explain other causes of anemia. The hemoglobin
typing was done at week 12 of study to reduce the amount of blood volume to be drawn at
baseline. Unfortunately, we found that the hemoglobin typing in the immediate arm (receive
ARV at beginning) had trend to increase in hemoglobin A2 (HbAZ2). This increasing in HbA2
resulted in confusion in the interpretion of beta-thalassemia trait. This might cause from |
zidovudine in antiretroviral regimen. There were very few reports about this phenomenon in
1-2 patients. The large study should be performed to proof this event. This is important for
the interpretation of beta-thalassemia trait and may resuit in the treatment of thalassemia in

the future if we can find drug to switch on hemoglobin A2.





