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DEAREDITOR,

e report a unique case of post-treatment HIV control in a married couple

from Turkiye, contributing to the growing evidence on the heterogeneity of

post-treatment controllers.

In 2018, a 36-year-old woman and her 28-year-old male partner were concurrently di-
agnosed with human immunodeficiency virus (HIV). The couple married in 2012, with
negative HIV serology documented during premarital screening and at the time of the
woman's first delivery. Both were asymptomatic at diagnosis, with no documented acute
retroviral syndrome; therefore, the duration of infection prior to diagnosis could not be
determined. The couple tested negative for hepatitis B, C, and syphilis.

The woman had a baseline CD4+ T-cell count of 1277 cells/pL and a viral load of 4263
copies/mL, whereas the man had a lower CD4* T-cell count (272 cells/uL) and a high-
er viral load (49,861 copies/mL). Antiretroviral therapy (ART) was initiated promptly:
dolutegravir/abacavir/lamivudine for the woman and elvitegravir/cobicistat/emtricit-
abine/tenofovir alafenamide for the man. Both achieved undetectable plasma HIV-RNA
levels within four months. After 12 months of sustained viral suppression and CD4*
T-cell recovery above 500 cells/uL, they voluntarily discontinued ART, as their HIV-RNA
levels remained persistently undetectable. Their decision was also influenced by infor-
mation obtained from internet sources. Over the following five years without treatment,
both remained clinically well, with undetectable viral loads and preserved CD4* T-cell
counts.

In the sixth year, the man experienced viral rebound (HIV-RNA: 8127 copies/mL; CD4*
T-cell: 802 cells/pL), whereas the female partner continued to demonstrate durable viral
suppression (CD4* T-cell: 976 cells/uL). During this period, the man also tested newly
positive for syphilis, raising the possibility that immune activation or HIV superinfec-
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Post-Treatment HIV Control

Table 1. Longitudinal yearly HIV follow-up results of the male and female patients between 2018 and 2025.

vor | e | MeCDE® | Moo | aecosr MASCDSY| fere | femle | Fenale | Femde | remai
(Umy) | (cells/ ) @) (cells/bl) | (cellsful) | (UML) | (cellsip) | (%) | (cellsfpr) | SP¥7/CD8

1 49,861 272 219 859 0.32 4263 1277 54.2 986 1.29
2 19 541 3341 962 0.56 Negative 1491 56.6 999 1.49
3 Negative 643 355 1005 0.64 Negative 1480 59.2 860 1.72
4 117 636 36.1 968 0.66 Negative 1202 60.76 664 1.81
5 Negative 1399 63.6 657 213 Negative 1468 63.9 761 1.93
6 Negative 849 47.2 799 1.06 Negative 1682 64.76 790 212
7 8127 802 28.33 1863 043 Negative 976 53.21 792 1.23

tion may have contributed to the viral rebound. Re-  responses, and a limited size of the viral reservoir

sistance testing revealed intermediate resistance to  (3).

protease inhibitors, while susceptibility to all other

drug classes was preserved. Detailed results were In this couple, the woman’s durable viral suppres-

shown in Table 1. sion may reflect stronger immune-mediated con-

trol of HIV, whereas the man’s virologic rebound

This case underscores key features of post-treat- may be related to differences in reservoir size, im-

ment controllers, including variability in long- mune competence, or viral factors. His lower base-

term outcomes among closely linked individuals, line CD4* T-cell count, and higher initial viral load

the potential role of baseline immunological and likely contributed to an increased risk of rebound, a

virological parameters, and the possible impact pattern consistent with previous reports (4,5).

of intercurrent infections or behavioral factors on

post-treatment remission. Another plausible explanation for the man’s vi-

ral rebound is superinfection with a distinct HIV

Human immunodeficiency virus infection remains  variant. His newly positive syphilis serology sug-

a major global health challenge despite substan- gests recent high-risk sexual behavior, potentially

tial advances in ART. Antiretroviral therapy has increasing exposure to a new HIV strain. Human

transformed HIV into a manageable chronic con- immunodeficiency virus superinfection may be as-

dition for most individuals, enabling durable viral sociated with enhanced viral replication and could

suppression and immune reconstitution. Howev- undermine existing immune control mechanisms.

er, treatment interruption remains complex and This possibility underscores the dynamic nature of

controversial due to risks of viral rebound, im- HIV reservoirs and immune responses in post-treat-

mune deterioration, and disease progression (1). A ment controllers and emphasizes the importance

rare subset of individuals, including elite controllers  of continuous behavioral risk assessment and close

and post-treatment controllers, can maintain unde- clinical monitoring in this population.

tectable viral loads without ART (2). These indi-

viduals provide critical insights into mechanisms The potential influence of coinfections—whether a

of long-term HIV remission and the potential for new HIV variant or syphilis—further underscores

achieving a functional cure. Post-treatment con- the need for individualized care strategies and re-

trol, observed in only a small minority of patients, flects existing gaps in understanding the determi-

refers to sustained viral suppression following nants of post-treatment HIV control. The absence

ART discontinuation (2). It has been associated of validated biomarkers that can reliably predict

with several factors, including favorable host ge- who will maintain remission after stopping ART

netic characteristics, robust HIV-specific immune remains a major obstacle to identifying suitable
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candidates for analytical treatment interruption or
related therapeutic interventions.

While mechanisms underlying post-treatment
control are not fully understood, factors such as
reservoir size, immune response quality, and viral
fitness are likely to play key roles (3,4). The diver-
gent outcomes in this couple, despite simultaneous
diagnosis and adherence to ART, highlight the com-
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plexity of HIV pathogenesis and the need for indi-
vidualized follow-up for patients who discontinue
therapy.

To our knowledge, this represents the first docu-
mented report from Tirkiye of long-term post-treat-
ment HIV control in a couple, underscoring the im-
portance of continued research into predictors of
durable remission.
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