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Abstract
Introduction: HIV infection is a public health issue. Developing countries
are facing the challenge of patient populations that remain undiagnosed and
under-served in combined antiretroviral treatment (cART) leading to opportunistic infections. Lymph node tuberculosis is one of the most common. His
firm diagnosis is not always easy in resources limited country. Case Presentation: We report a case of a 35-year-old woman known HIV for the past 10
years but not on treatment. She presented with a four-month history of fatigue, weight loss and pain in the right flank. The diagnosis of lymph node tuberculosis, hepatitis c virus infection and sickle cell disease was done. After 6
months of treatment, there was a favourable clinical evolution. Conclusion:
This case report highlights the necessity to screen for opportunistic and
non-opportunistic co-infection in HIV infected patient.
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1. Introduction
In 2016 an estimated 36.7 million people were living with HIV worldwide [1].
Despite the fact that sub-Saharan Africa contains only about 12 percent of the
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Earth’s population, the region is the world’s epicentre of human immunodeficiency virus (HIV)/acquired immunodeficiency syndrome (AIDS), with 70% of
the global burden of HIV infection [1]. Widespread coverage of combine antiretroviral therapy (cART) has led to declines in new HIV infection and in the
worldwide rates of AIDS-related opportunistic infections [2].
However, some countries are facing the challenge of patient populations that
remain undiagnosed and under-served in cART leading to opportunistic infections such as tuberculosis [2]. In 2016, there were 1.4 million new tuberculosis
cases among people living with HIV (74% of whom were living in Africa) and
400,000 deaths [3]. Lymph node tuberculosis is one of the most common forms
of extra-pulmonary tuberculosis in these patients [4]. Firm diagnosis requires
demonstration of mycobacteria but obtaining a proper specimen may not always
be easy.
Furthermore, HIV infection affects the transmission and natural history of
hepatitis C virus (HCV) infection [5]. The transmission efficiency of HCV increases in the presence of HIV infection especially in untreated patients [6].
They are less likely to spontaneously clear HCV infection, have higher HCV viral loads, and experience more rapid HCV disease progression than those without
HIV infection [6]. So, the odds of Hepatitis C virus infection seem to be six
times higher in people living with HIV than in HIV-negative [7]. Concerning
the interaction between Human immunodeficiency virus (HIV) and sickle cell
disease (SCD), little data is available although these affections are endemic and
overlapping in this geographic area. SCD has been suggested to reduce the prevalence of HIV infection and disease progression of HIV into AIDS [8] [9]. The
objective of this case report was then to highlights the necessity to screen the patient for other co-infections that may alter the prognosis or require long-term
treatment in HIV infected patients.

2. Patient and Case Report
We report the case of a 35-year-old woman with a past medical history of repeated anaemia and family history of sickle cell disease (two of her cousins).
She has had HIV for the past 10 years and refused medication in denial of the
disease. She presented with fatigue and weight loss associated to pain in the right
flank present four months prior to consultation.
On clinical examination: she was conscious and well oriented with a temperature of 37.7˚C, with hepatomegaly (normal consistency) and icterus, dark colored urine. Moreover, she presented with constitutional symptoms: evening
fever, (Figure 1), weight loss (15% in 4 months), anorexia, fatigue, night sweating. Her body mass index was 16.4 Kg/m2. We found some small, non-tender
cervical lymph nodes in the posterior cervical triangle.
Serology was positive for HIV (ELISA) with 451 CD4 cells/mL and HCV antibodies (ELISA) with a viral load of 2613 UI/mL. We found elevated liver enzymes 87.5 UI/L for aspartate amino-transferase (AST) and 130.7 UI/L for alanine amino-transferase (ALT), and elevated bilirubinemia with a total bilirubiDOI: 10.4236/oji.2019.92002
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nemia of 374 mg/L and a conjugated bilirubinemia of 320 mg/L. Lactate dehydrogenase (LDH) was mildly elevated with a value of 1295 UI/L; a week later, a
control test revealed a value of 911.8. Inflammatory markers were elevated with a
C-reactive protein of 192 mg/L and an erythrocyte sedimentation rate of 127
mm in the first hour. Complete blood count showed a normocytic normochromic anaemia of 7.4 g/dl of haemoglobin. Haemoglobin electrophoresis was in
favour of homozygous (SS) SCD (Haemoglobin S: 81.8%; Haemoglobin F: 15.3%
(Figure 2).
Abdominal ultrasound showed homogeneous hepatomegaly with multiple celiac lymphadenopathies with an iso-echoic centre and hyper-echoic borders and
the largest measuring 26.4 mm in diameter (Figure 3). A chest x-ray shows there
was no sign of pulmonary tuberculosis nor other abnormalities.

Figure 1. Temperature curve.

Figure 2. Haemoglobin electrophoresis.
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Figure 3. Abdominal lymphadenopathy.

The diagnosis of lymph node tuberculosis was retained on the basis of clinical
signs (night fever and sweating, fatigue, anorexia and weight loss of 15% in 4
months); aorto-mesenteric lymphadenopathy in the abdominal ultrasound; elevated inflammatory markers; in an untreated patient living with HIV since 10
years.
The patient initially received a combined anti-tuberculosis therapy made up
of: Rifampicin, Isoniazid, Pyrazinamide and Ethambutol for 2 months. After 2
months, Pyrazinamide and Ethambutol were stopped and Rifampicin and Isoniazid were continued for 4 more months. We prevented Isoniazide neurotoxicity by administering vitamin B6 and supplement vitamin B9 for the correction of
anaemia. cART was started 2 weeks later using Tenofovir, Lamivudine and Effavirenz. We delayed the introduction of cART to prevent the immune reconstitution inflammatory syndrome (IRIS). Antiviral therapy for hepatitis C virus was
delayed to the end of anti-tuberculosis drugs to avoid hepatotoxicity and drugs
interactions.
After 6 months of anti-tuberculosis treatment, the patient was declared
healed. Clinically, there was no longer sign of active tuberculosis (fever, night
sweat, anorexia) and the patient gained 13 Kg (29.5%). HIV viral load was undetectable. There was decrease in liver enzymes 74 UI/L for AST and 29 UI/L for
ALT. Prothrombin level was normal (78.8%). Her haemoglobin level was at 7.7
g/dl. The patient was then transferred toward a hepato-gastro-enterology unit
for pre-therapeutic assessment and treatment of hepatitis C virus.

3. Discussion
We report a case of an unexpected association of HIV, hepatitis C virus infection, lymph node tuberculosis, and sickle cell disease in a 35-year-old woman
DOI: 10.4236/oji.2019.92002

24

Open Journal of Immunology

H. Djantio et al.

from Cameroon. We didn’t find a similar case of this association of these 4 serious life-threatening conditions.
HIV infection is a public health issue in sub-Saharan Africa with around 1.2
million new infections in 2016 [1]. It favours opportunistic infections like tuberculosis and modifies the transmission and natural history of other viral infection like hepatitis C [3] [4] [7].
The patient’s refusal to start ART ten years ago at diagnosis of her HIV infection favoured the occurrence of this opportunistic infection. She denied the condition all these years. This raises awareness on the psychosocial follow-up from
the announcement of the condition.
Lymph node tuberculosis is one of the most common forms of extrapulmonary tuberculosis in patients living with HIV [4]. Diagnosis requires identification of mycobacteria. Nowadays, various analyses are possible such as: staining
for acid-fast bacilli, culture in specific milieu (Lowenstein-Jensen), molecular biology and flow cytometry. In the case of abdominal lymphadenopathy, obtaining
a specimen in order to confirm the diagnostic is a challenge in resource limited
countries as Cameroon where digestive endoscopy is embryonic and the necessary devices and trained staff limited to a few centres in the country. In this context diagnosis of deep lymph node tuberculosis is essentially clinical—it is based
on suggestive clinical and radiological signs in a patient with an immunosuppression (HIV, cancer, etc.)
SCD has been suggested to reduce disease progression of HIV into AIDS.
Several hypotheses have been postulated to explain this phenomenon, such as an
enhanced immune defence in SCD [8] [9]. This may be because of the up regulation of inflammation, iron metabolism, and immunologic changes in SCD that
are not favourable for HIV viral replication [9]. Other authors made the hypothesis that the absence of a functional spleen, which is a major site for HIV invasion and replication, and which is characteristic of SCD patients, is a reason for
decreased virulence [10]. This could explain the slow progression of the HIV infection in our patient. After ten years without any treatment, she developed her first
opportunistic disease and her CD4 count was not as low as expected (451 cells/mL).
Bagasra and colleagues reported in a study that a significant proportion of
HIV1-seropositive SS patients may be asymptomatic long-term non-progressors
[10]. In these patients, the CD4 T-lymphocyte counts remained high and their
viral burdens were remarkably lower than in non-SS HIV1-seropositive [10].
In our case report, hepatitis C virus and sickle cell disease worsened the
prognosis of tuberculosis and HIV disease by increasing the risk of hepatic failure and anti-tuberculosis-medication and ART induced anaemia. However,
there was a favourable evolution after 6 months of treatment. The patient was
declared healed after 6 months of anti-tuberculosis drugs and her HIV viral load
was undetectable.

4. Conclusion
In conclusion, the diagnostic of lymph node tuberculosis is not always easy in
DOI: 10.4236/oji.2019.92002
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resources limited countries where obtaining a proper specimen for laboratory
analysis is a challenge. Diagnostic in such condition is essentially based on the
clinical sign. It is important to screen patient for other co-infections that may
alter the prognosis or require long-term treatment.
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