
When you see 
these protease 
mutations on a 
genotypic report…

...how can you 
be sure you’re 
not overlooking 
a potentially 
active agent?

▲ If you want to learn more about virco®TYPE HIV-1 reports, visit www.vircolab.com for a tutorial.

▲ This and other reports are available at crixivan.com.

▲ CRIXIVAN in combination with other antiretroviral agents is indicated for the treatment of HIV infection. This indication is
based on 2 clinical trials of approximately 1 year’s duration that demonstrated (1) a reduction in the risk of AIDS-defining
illness or death and (2) a prolonged suppression of HIV RNA. 

▲ The appropriate doses for the combination of CRIXIVAN and ritonavir with respect to efficacy and safety have not been
established.  Preliminary clinical data suggest that the incidence of nephrolithiasis is higher in patients receiving indinavir
in combination with ritonavir than in those receiving CRIXIVAN 800 mg q8h.

virco®TYPE HIV-1 Identifies CRIXIVAN as an Option

virco®TYPE HIV-1 Resistance Analysis: Report of an Actual Treatment-Experienced Patient3

* Predicted Fold Change in 50% Inhibitory Concentration (IC50), relative to susceptible laboratory reference virus.
† Cut-off values for maximal and minimal clinical response (Clinical Cut-Off) or for normal susceptibility range in vitro (Biological Cut-Off). A paragraph symbol (¶) indicates that these
cut-offs are being further refined to improve precision. Biological Cut-Offs are printed in italics.

‡ Resistance Analysis based on the magnitude of the Fold Change relative to the Clinical or Biological Cut-Offs.
§ Lanier et al. (Antiviral Therapy. 2004;9:37–45) have described a reduced virologic response to abacavir containing therapy in treatment experienced patients with a baseline
Antivirogram FC to abacavir >3.2, and a lack of response in patients with >7.5 FC.

¦¦ This resistance analysis applies only to the unboosted drug. Pharmacokinetic enhancement with RTV may increase drug concentrations and overcome some degree of resistance to
fosAPV, ATV and/or TPV. For the other PIs, this effect is already accounted for in clinical cut-offs for boosted regimens.
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RESISTANT

SUSCEPTIBLE

NRTI / NtRTI mutations: 41L, 184V, 211K, 215Y

NNRTI mutations: 135T

PI mutations: 35D, 63P, 71T, 84V, 90M, 93L

SUSCEPTIBLE

SUSCEPTIBLE

SUSCEPTIBLE

Retrovir® Zidovudine 3.5 1.9 14.4

Epivir® Lamivudine 45.3 1.1 3.7

Videx® Didanosine 1.4 1.3 3.0

Hivid® Zalcitabine 1.6 3.0

Zerit® Stavudine 0.9 1.1 2.2

Ziagen® Abacavir 2.4 2.1 §

Emtriva® Emtricitabine 50.4 3.7

Viread® Tenofovir DF 1.2 1.0 2.0

Crixivan® Indinavir 2.0 0.8 2.2

Crixivan®; boosted Indinavir/r 2.0 4.1¶ ¶21.2

Norvir® Ritonavir 8.0 2.4

Viracept® Nelfinavir 4.2 1.0 1.5

Invirase® , Fortovase® Saquinavir 6.7 0.7 1.0

Invirase®, Fortovase ®; boosted Saquinavir/r 6.7 1.1 12.0

Agenerase® Amprenavir 2.2 0.7 1.4

Agenerase® ; boosted Amprenavir/r 2.2 0.9 6.5

Lexiva®,Telzir® Fosamprenavir 2.2 1.8 II

Kaletra® Lopinavir/r 2.5 10.0 61.6

Reyataz® Atazanavir Rules-Based Interpretation II

Aptivus® Tipranavir Rules-Based Interpretation

Viramune® Nevirapine 1.2 5.2

Rescriptor® Delavirdine 1.3 7.7

Sustiva® , Stocrin® Efavirenz 1.1 3.4

¶ ¶

¶ ¶




