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Case Report

An HIV-1 Positive Woman Without Usual Immunodeficiency
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Abstract

Introduction: Acquired immune deficiency syndrome (AIDS) inflicts severe damage to the immune system. It is transmitted from
one person to another through blood transfusion and vertical and sexual transmission. It should be noted that almost all papers
reporting AIDS emphasized that HIV led to immune deficiency. However, this study reported the first HIV-1 seropositive woman who
had an active viral load of HIV-1 without any signs or CD4 lymphocyte count depletion.
Case Presentation: This study reported a 46-year-old HIV-1 seropositive woman without any signs and symptoms diagnosed 31 years
ago by laboratory tests. Also, it is noteworthy that the patient had not received regular therapeutics during the infection period. Our
serologic tests showed an active seropositive patient without any CD4 depletion. The viral load of HIV-1 was 132967.2 u/L, which was
quantified by a real-time PCR assay. Also, a CBC test was performed and showed no abnormal results.
Conclusions: An untreated HIV-1 positive patient without immunodeficiency is a rare condition, and we found no report of it in the
literature. This article reported an HIV-1 positive patient in whom the infection was confirmed several times using the real-time PCR
method.
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1. Introduction

Acquired immune deficiency syndrome (AIDS) is a pro-
gressive and preventable disease caused by replicating
the human immunodeficiency virus (HIV) in the patient’s
body. After transmission to the host body, HIV penetrates
the mucosal tissues and spreads to the lymphatic organs
after a few days. HIV primarily targets CD4 + T cells (1).
Around day 10, the virus can be detected in the blood, and
around day 30, when HIV reaches its peak, the antibody
level becomes detectable. The disease then enters the im-
mune phase, where the level of HIV proliferation often re-
mains relatively constant for years (2). HIV gradually de-
stroys T CD4 + cells, and HIV triggers serious damage to
the immune system (3, 4). After several years, a profound
immunodeficiency appears, and people develop multiple
infectious or malignant complications. AIDS usually pro-
gresses to death over a period of about ten years; however,
this occurs more rapidly in some patients and more slowly
in some others (5). HIV can be transferred from one per-
son to another by blood transfusions and vertical and sex-
ual transmission. In general, major symptoms appear in
the patient several years after immunodeficiency (6). It is
needed to mention that AIDS can be more important in
women, especially pregnant women, because, like some in-

fectious diseases, it can affect the fetus and newborns (7).
The signs are usually the outcome of a compromised im-
mune system and enable the diagnosis of AIDS by labora-
tory diagnosis using serology and CD4 assay. To confirm
AIDS, real-time PCR should be done in which active viral
load can be measured (8, 9). HIV-1 positive people usually
show signs after developing a deficiency in their immune
system (4). According to clinical presentation and labo-
ratory examination, AIDS has been divided into two cate-
gories: asymptomatic and symptomatic (10). There are no
clear clinical symptoms during the asymptomatic phase
in which the immune system can be affected and initially
compromised. Also, patients in the early phase of the dis-
ease have no immunodeficiency or CD4 depletion over the
first ten years (11). It should be noted that almost all papers
reporting the late phase of AIDS emphasized that HIV re-
sulted in immune deficiency, and there is no report indicat-
ing active infection without immunodeficiency. This study
reported a 46-year-old HIV-1 seropositive woman with an
active viral load of HIV-1 but without any sign or CD4 de-
pletion 30 years after the initial diagnosis. It is necessary
to mention that the patient had not received any medica-
tion during this long period.
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2. Case Presentation

The patient was a 46-year-old woman without clini-
cal presentations such as rash, OPC, neurologic symptoms,
and lymphadenopathy; however, the patient’s left eye was
blind. When she was checked up before her pregnancy 31
years ago, laboratory tests detected her as an HIV-1 seropos-
itive patient. The patient was checked every year without
any changes in the results and avoided treatment after ATR
prescription by a physician. Given the absence of any re-
ported signs in the patient, we decided to study other lab-
oratory tests such as hematology and molecular examina-
tions. The CBC results showed WBC, RBC, HGB, HCT, PLT val-
ues as 5400, 4840000, 14, 48.8, 197000, respectively. The
latest CD4 examination showed 610 u/L, and the HIV-1 real-
time PCR assay measured viral load as 132967.2.

Doctors encouraged the patient to take drugs because
of persistently positive serology and viral load results, but
she was reluctant to do so. The patient was periodically ex-
amined by health staff and had normal daily life after 31
years.

3. Discussion

The present study reported a rare HIV-1 positive woman
without immunodeficiency who avoided taking medica-
tions over the infection period. According to our search
in the literature, we found that she was the first HIV-1
positive case without immunodeficiency. Several studies
have reported patients with various clinical presentations
(12, 13). HIV-1 positive people usually show symptoms af-
ter the development of immunodeficiency (4). According
to the clinical presentation and laboratory examination,
AIDS has been divided into two categories: asymptomatic
and symptomatic (10). In Willard’s study, a survey of clini-
cal reports showed no clear clinical symptoms during the
asymptomatic phase and that patients in the early phase
of disease were those without immunodeficiency or CD4
depletion at the first ten years of AIDS (11). However, the
analysis of the genetic association with virus binding to
host cells in several large AIDS cohort studies has shown
14 disease-limiting genes or AIDS restriction genes (ARG)
that control HIV-1 entry into host cells, acquired and in-
nate immunity, and cytokine responses (14). For example,
in Dean et al.’s study, it was shown that the CCR5 gene
and ∆32 alleles could prevent the onset of AIDS infection
(15). Also, it was cleared in another study that the trans-
lational effect of ARG on the individuals’ susceptibility to
AIDS was significant (14). Thus, in some patients, we may
see slow progressors according to their genetic properties.
Now we can propose that our case can have some ARGs
that prevent or slow down HIV-1 infection. Furthermore,

cytokine gene variation is important in HIV positive pa-
tients without signs. For example, in Shin et al.’s study,
IL10, 5′A allele could decrease IL10 expression and limit
HIV infection (16). Nevertheless, during latent AIDS, pa-
tients’ immune system is affected by HIV replication, and
CD4 depletion causes immunodeficiency and the develop-
ment of various clinical signs. In Hooshmand’s research, it
was revealed that most patients with AIDS developed symp-
tomatic AIDS during the first decade if not taking ATR and
that they would probably die within two years. After an-
tiviral therapy, the patient may live for more than ten years
and even have a normal life expectancy (17). In contrast
with the result of this study, our report revealed that AIDS
could be asymptomatic even after many years without any
treatment. However, in Carrington’s study, it was deter-
mined that HLA variation gene and B*27 allele function in
some patients could delay HIV infection (18), confirming
our HIV-positive patient position. Laboratory tests are stan-
dard markers for the evaluation of a patient’s immunode-
ficiency. In most patients and after one decade and in the
latent phase, viral replication can damage cellular immu-
nity, and in particular, CD4 cells decrease to less than 500
u/L. According to the study of Sousa et al., if CD4 counts
decrease and reach > 200 u/L, immunodeficiency can be
confirmed in the patient (19). Unlike the mentioned study,
we found that the seropositive patient with a specific viral
load did not have immunodeficiency or symptoms.

Siegel et al. reported that the manifestation of disease
symptoms and severity affected the course of treatment.
The reason is that if patients do not have a specific symp-
tom, they may refuse to visit a doctor and follow a medica-
tion regimen. On the other hand, if they have severe symp-
toms, they may experience poor quality of life regarding
physical and mental aspects (20). According to this report,
the lack of symptoms in an HIV-positive patient may justify
the reluctance to receive drugs.

Serologic tests, real-time PCR, and CD4 assay are essen-
tial in diagnosing viral infections such as HIV. However, we
seldom visit an HIV-1 seropositive patient with an active vi-
ral load but without CD4 depletion in the third decade af-
ter infection.
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