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ABSTRACT

Background: The non-nucleoside reverse transcriptase inhibitor (NNRTI)-based highly active
antiretroviral therapy (HAART) is recommended as a first line therapy for HIV-infected
patients in Thailand.
Objective: To determine the long-term 5-year safety and efficacy of the NNRTI-based HAART
among advanced-staged HIV-infected children.
Methods: A prospective cohort of antiretroviral naive HIV-infected children, who had CD4 cell <
15% was enrolled between August 2002 and June 2003. Patients were followed up for 240
weeks. HAART consisting of the nucleoside reverse transcriptase inhibitor (NRTI) backbone of
stavudine (d4T) and lamivudine (3TC) combined with either nevirapine (NVP) or efavirenz
(EFV) were initiated in 59 (NVP-based) and 56 (EFV-based) patients. The drug formulation
used for NVP-based regimen was GPO-vir tablet, a fixed drug combination contains d4T (30
mg), 3TC (150 mg), and NVP (200 mg). The drug formulation used for EFV-based regimen was
daT (30 mg) capsule, 3TC (150 mg) tablet and EFV (50 or 200 mg) capsule. The outcomes at
week 240 of HAART were mean CD4 percentage, mean CD4 cell, percentage of children with
HIV RNA level < 50 copies/ml, percentage of children with viral resistance, lipodystrophy
syndrome and dyslipidemia.
Results: One hundred and fifteen HIV-infected children were enrolled in the study. The
mean age was 8.3 (SD 2.7) years. Mean baseline CD4 percentage was 5.4 (SD 4.9), CD4 cell
was 155 cel/mm’ (SD 191). Mean baseline HIV RNA level was 5.4 logy, copies/mL. The
baseline characteristics of children who received EFV or NVP-based regimen were similar.
Five patients (4.3%) died during study period due to opportunistic infection. At study week
240, mean CD4 percentage was 27.4 (SD 6.8), CD4 cell was 729 cell/mm’ (SD 275).
Percentage of patients with HIV RNA < 50 copies/mL were 77% in EFV- based regimen
compare to 63% in NVP-based regimen (p=0.10). Twenty-three patients (20%) developed HIV
viral resistance, and 17 of them have changed to second-line regimen with protease
inhibitors.

After week 144 of HAART, 65% of children developed sign of lipodystrophy

syndrome. The stavudine was substituted by zidovudine. Two years after switch to



zidovudine, only 9% of patients did not improved from lipodystrophy. Dyslipidemia was
developed in some children, 9% has hypercholesterolemia and 9% has hypertriglyceridemia.
Conclusion: A NNRTI-based HAART is an effective regimen in HIV-infected children. The long-
term adverse event such as lipodystrophy syndrome is common. Dyslipidemia occurred in
low rate. Therefore, the NNRTI-based HAART is a ¢ood option to be a first-line drug regimen
to treat HIV-infected children in Thailand.
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