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[Abstract] Objective To investigate the effect of different HAART regimens on liver function, viral load and CD4 " T cells of
HIV infected children with HCV co-infection. Methods A total of 40 patients were divided into 4 groups:13 cases in AZT+3TC+
NVP group (group A),16 cases in AZT+3TC+EFV group(group B),5 cases in D4T+3TC+EFV group(group C) and 6 cases in
D4T-+3TC+NVP group (group D). Liver function, viral load and CD4 " T cells of patients in 4 groups were compared between be-
fore and after HAART. Results Eight patients (20%) had abnormal liver function before HAART treatment,and all of them had
1 level of liver damage. After receiving HAART . levels of ALT and AST were increased in group A and B (P<0.01); AST levels
were increased in group C (P<C0. 01). CD4" T counts were all increased and HIV viral loads were decreased in 4 groups (P<C
0.01). There was no significant difference in RNA HCV load before and after HAART treatment (P>>0. 05). Conclusion Differ-
ent HAART regimens can increase the liver damage in HIV infected children co-infected with HCV, but have little effect on the
treatment efficiency of HAART regimens.
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