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Background

Sequential expression of dual infections (SEDI) has been
reported more often in recently infected persons and is
usually attributed to HIV-1 superinfection. The frequency,

Methods (cont.)

screening or enroliment) from a date 365 days from EID to
measure the duration of observation. Observation was
attributed to the second and subsequent years of infection by

Table 1: Incidence of Observed SEDI*
in an Acute Infection Cohort by Year of Infection

Results

266 recently infected persons were analyzed at 2 or more

timepoints, representing 769.4 person-years of observation.

The mean age was 36.7 and the cohort had been infected

Discussion

The incidence of SEDI cases early in infection suggests
that mechanisms partially blocking superinfection may
develop over the first few years of infection. These
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both retrospectively and prospectively, with the aim of assigned by year of infection using the date when the second Table 1. No source partners have been identified for any of
. . - . N " " ; - . P y factors as discussed above, but could also be caused by a
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infection incidence and seroadaptative behaviors that may Statistical (per 100 person-years) ) ! ) pheno.menon known as frailty selection. Decreasing risk
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Acute and recent HIV-1 infection was diagnosed in the San
Francisco OPTIONS Study using estimation by serological
evolution (RNA+AB-, detuned ELISA, western blot
evolution, seroconversion in last 6 months). Population
sequencing of the pol gene was performed (TRUGENE,
Bayer) at enroliment and four subsequent query intervals

infection on risk of SEDI, we allowed the rate p for
the fitted exponential distribution to change at 1 year post-
infection and estimated the ratio of the post-1-year to pre-1-
year rates (which we denote as the relative hazard). The
model was estimated by maximum likelihood using the SAS
NLmixed procedure (SAS Institute, Cary, NC, version 9.1).

By definition, SEDI could not be detected at or before the time

~Sequentially expressed dua inections

specimen

atbaseline (v >100) ava

weeks or

100,

Table 2: Cohort and SEDI

Case Characteristics

(p=0.0003). The estimated rate of SEDI was 4.4 per 100
person years (95% Cl 2.2 to 9.0) in the first year following
infection and was 0.2 per 100 person years beyond one
year post-infection (95% CI 0.03 to 1.5).

The incidence densities observed in Table 1 differ from the
estimates above because the estimates in Table 1 assume

better assessment of the cause of decreasing SEDI risk
with greater time since infection. In addition, ongoing
routine sequencing and surveillance continues, as well as a
sub-study to detect intermittent expression in the first 18
months. Sequencing of additional loci and increasing
sensitivity for minor variant detection is also planned.
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