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Low-level Viremia Persists for at Least 7 years in Patients on Suppressive Antiretroviral Therapy
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COﬂC| US| OnS - These results are consistent with our prior finding that persistent viremia on treatment may originate from virus produced by cells that are
infected before initiation of therapy. The apparent biphasic decay in persistent viremia implies that relatively short-lived cells contribute to viremia through 96-144
weeks, and very long-lived cells contribute thereafter. Testing of additional samples between weeks 60-120 may help to elucidate distinctions between phases of decay
of persistent viremia.

< An internally controlled real-time RT-PCR assay
with single-copy sensitivity (single-copy assay, SCA)? was
used to test all samples.

4 Samples with acceptable amplification by SCA
Asamples with inefficient amplification by SCA

< Based on sample volumes available in this study, the
lower limit of assay sensitivity ranged from 0.4 to 1.0
copies/mL. 0 1
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