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Multiple opportunistic 
central nervous 

system coinfections in 
HIV: Diagnostic and 

therapeutic difficulties
Sir,

Even though, in the era of highly active antiretroviral 
therapy (HAART), the incidence of central nervous 
system (CNS) manifestations has decreased, it 
continues to be the presenting symptom for HIV 
infection in over 16% of the cases in the Indian 
scenario.[1] Documented simultaneous or sequential 
infection of the CNS by more than a single 
organism, even in immunocompromised patients, 
is rare.[2] Proper diagnosis of CNS coinfection is a 
difficult proposition, and successful management is 
undoubtedly a therapeutic challenge.

A 45‑year‑old male, newly diagnosed with HIV 1 
infection (CD4 count 35/µl), presented with a history of 
difficulty in walking for 4 days, headache for 7 days, 
and fever for 1 month. On examination, Glasgow 
coma scale was 15 with axillary temperature of 101°F, 
mild pallor, neck rigidity, and hepatomegaly. Magnetic 
resonance imaging brain showed conglomerate 
enhancing lesion in the left frontoparietal region 
with surrounding edema. Small nodular enhancing 
lesion was seen in the right periventricular region, 
in both frontal area and cerebellum [Figure 1]. India 
Ink preparation of the cerebrospinal fluid documented 
cryptococcal species. Based on the clinical features 
and laboratory findings, the patient was diagnosed as 
a HIV 1‑positive case presenting with hyponatremia 
due to syndrome of inappropriate antidiuretic 
hormone secretion having sputum positive pulmonary 
tuberculosis along with right‑sided pleural effusion, 
neurotoxoplasmosis, and cryptococcal meningitis.

Hyponatremia was first managed with 3% sodium 
chloride and fluid restriction. Cryptococcal 
meningitis was treated with amphotericin B 
(1 mg/kg body weight) and fluconazole (800 mg 
for 2 weeks followed by 400 for 2 months) and 
toxoplasmosis with pyrimethamine (200 mg loading 
followed by 50 mg daily for 4 weeks), sulfadiazine 
(2 g oral loading followed by 1 g oral 4 times daily 
for 4 weeks), and folinic acid. WHO Category II 

antitubercular drug (isoniazid ‑ 5 mg/kg body weight, 
rifampicin ‑ 10 mg/kg body weight, ethambutol ‑ 
15 mg/kg body weight, pyrazinamide ‑ 25 mg/kg 
body weight, streptomycin ‑ 15 mg/kg body weight) 
was initiated for pleural effusion. Unfortunately, 
the patient developed hepatotoxicity manifested by 
jaundice and elevation of liver enzymes after 10 days 
of initiation of treatment. All the potential hepatotoxic 
drugs were withdrawn, and the patient was put on 
streptomycin, levofloxacin, and ethambutol. After 
normalization of liver functions, isoniazid was restarted 
followed by rifampicin in gradually increasing doses 
to maximal dose. When the patient could tolerate 
the drugs after rechallenge, he was reinitiated with 
therapy for cryptococcosis and toxoplasmosis over next 
4 days. Initiation of antiretroviral therapy with tenofovir 
(300 mg) ‑ lamivudine (300 mg) ‑ efavirenz (600 mg) 
was initiated 4 weeks after the treatment for the 
opportunistic infections. The patient was discharged in 
hemodynamically stable state.

CNS involvement may be closely associated with HIV 
infection per se, as in the AIDS dementia complex, but 
is frequently caused by opportunistic pathogens such 
as Toxoplasma gondii and Cryptococcus neoformans or 
malignancies such as primary lymphoma of the CNS. 
The clinical presentations of CNS involvement are 

Figure 1: T1 postcontrast magnetic resonance imaging brain showing 
multiple ring enhancing lesions
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remarkably nonspecific and overlapping, yet a correct 
diagnosis is critical for successful intervention.[3] The 
management was again a challenge as treatment of 
all the opportunistic infections along with HAART 
may lead to drug interactions and life‑threatening 
complications. Algorithmic approach in a HIV‑infected 
patient contracting multiple opportunistic infections is 
crucial. 
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High‑risk male teenager 
with concurrent 

gonorrhea and syphilis 
infection: An alarming 

call
Sir,

Sexually transmitted infections (STIs) as ulcerative 
and nonulcerative forms are showing an increasing 
trend among the men having sex with men (MSM). 
MSM are now increasingly recognized in India 
as a group that is associated with increased risk 
for HIV‑AIDS and other STIs.[1] Social stigma 

associated with the same‑sex relation is an obstacle 
in delivering appropriate care which leads to 
underreported cases of prevalence of STIs among 
them. They are a vulnerable group for acquiring 
multiple STIs due to practice of risky unprotected 
sex often with multiple partners.

An 18‑year‑old male presented to the sexually 
transmitted disease clinic of our hospital with a 
painless genital ulcer of 15 days’ duration and 
profuse creamy‑white urethral discharge along 
with burning micturition for the past 3 days. The 
patient gave a history of multiple unprotected 
anal intercourses where he acted as active as well 
as passive agent with at least three male partners 
in the previous 3 months. On examination of the 
external genitalia, there was a single well‑defined, 
round‑to‑oval‑shaped, nontender, nonbleeding, 
indurated ulcer of size around 1.5 cm in the coronal 
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