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BACKGROUND METHODS

® Tipranavir (TPV), a non-peptidic inhibitor of HIV-1 protease, has ® Based on=>6,000 clinicalisolates with both drug susceptibility phenotypes regimens were used to define and validate two clinical cut-offs (CCO)
recently been approved for use in combination therapy for highly (Antivirogram®) and viral genotypes, a multiple linear regression model corresponding to predicted TPV FC values associated with a 20% or 80%
: : : . (VirtualPhenotype-LM, VPT-LM ) was developed to predict TPV fold loss of the TPV/r response predicted for subjects infected with wild type
treatment-experienced patients or those resistant to multiple . ) L :
X - change in ICs, (FC) from the viral genotype (virco®TYPE HIV-1 4.0.00). strains.
Pro eas.e TNAIDILOTS. o . . . . ® Using data from RESIST 1 and 2, a separate linear regression model ® Predicted protease inhibitor FC values for >50,000 clinical isolates
® Evaluation of the clinical impact of viral resistance in such was developed to predict 8-week change in viral load on regimens submitted for routine resistance analysis in 2004-5 were used to assess
populations is a complex and evolving process. containing ritonavir-boosted TPV (TPV/r). 495 and 250 TPV/r containing current resistance and cross-resistance to TPV.
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modeling integrates complex interactions among multiple protease treatment experience , ,
gene mutations to provide a quantitative prediction of TPV drug ® Most clinical isolates with clinically relevant resistance to older PIs el el (2wl el
susceptibility retain at least partial susceptibility to TPV/r with 16% to 46% <CCO1 Virco
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® Since the highly treatment experienced population used to define RESIST stupy PARTICIPANTS

these CCO was specifically selected, it is unknown whether these

PReseNTED AT THE 4TH EurRoPEAN HIV DRruG Resistance WorksHor, MonTe CArLo, MonAco, MARCH 29 To 31, 2006




