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RESULTS OF HIV-1 GENOTYPIC RESISTANCE (2)

algorithm (www.hivfrenchresistance.org).

»To classify the HIV-1 strains according to subtype,
phylogenetic analysis was performed on RT sequences.

PATIENTS’ CHARACTERISTICS AT HAART INITIATION

» Among the 115 children, 45% were girls and 25
children were at stage A, 68 at stage B and 19 at stage C
according to the CDC definition. Median viral load and
median CD4 % at baseline were 5.45 log,, copies/ml [3.24-
7.34] and 8.9 % [0.1-22.7] respectively.

»Antiretroviral therapy consisted of two NRTIs with
either one Pl or one NNRTI. At baseline, in addition to
nelfinavir, 37 patients (32.2%) were prescribed ZDV and
3TC; 18 (15.6%) d4T and ddl; 17 (14.8%) 3TC and d4T; 6
(5.2%) 3TC and ddl and 3 (2.6%) ZDV and ddl. In addition
to efavirenz, 13 patients (11.3%) received ZDV and 3TC;
13 (11.3%) d4T and ddl; 6 (5.2%) 3TC and d4T and 2

(1.7%) ZDV and ddl.

Table 1 :Characteristics of children in virological success compared to
children in virological failure (HIV-1 RNA > 3 log,, copies/ml after at least
6 months of HAART) at HAART initiation.

RESULTS OF HIV-1 GENOTYPIC RESISTANCE (1)

> We performed a genotypic resistance test for 38
of the 39 samples from children in virological
failure. Wild-type viruses were detected in 11 cases
(11/38, 29%) and viruses resistant to at least one
ARV drug were detected in 27 cases (27/38, 71%,
95%Cl [56.6-85.4]). 13 had a virus resistant to 1
drug, 9 harbored mutated strains resistant to 2
molecules of their treatment and 5 harbored virus
resistant to the 3 molecules of their HAART. Thus,
resistant viruses were found in 24% (27/114) of all
ARV-treated children.

»Resistant viruses were detected after 6 to 20.9 months
(median: 10.2 months) on therapy, with mutations conferring
resistance to: 3TC (n= 17), ZDV (n=6), d4T (n=6), ddl (n=7),
EFV (n=7) and NFV (n=11). Resistance to 3TC and/or to
NNRTIs was frequent among the 38 children in virological
failure. The mutation 184V was present in 16 of the 26 (62%)
children treated with 3TC. Mutations conferring resistance to
NNRTIs were present in 7 of the 9 patients (78%) who
received efavirenz. The 90M, 46L, 88S and 54V mutations
were found in 11 (38%) of the 29 children who received
nelfinavir.

CONCLUSION

These results are similar to what is generally observed in
children in industrialized countries. Despite these
encouraging results, efforts are needed to maximize the
long-term efficiency of treatment and to minimize the risk of
emergence of drug resistance in African treated children.



