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ART öncesi döneme göre fırsatçı enfeksiyonlarda 10 kat azalma



ART fırsatçı enfeksiyonların sadece sıklığını değil, 
seyrini de değiştirmektedir
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Ciddi fırsatçı enfeksiyonlarla  veya AIDS ile  başvuran olguların 
%90’ı HIV-enfekte olduğunu bilmeyen hastalar

Halen HIV-enfekte olduğunu bilmeyen olgular var 

Ülkemizde yapılan modelleme çalışmaları ile gerçek HIV-enfekte olgusu 

sayısı yaklaşık X2

Bazı fırsatçı enfeksiyonlar için indikatör CD4 sayısı cut-off değeri

<250 /mm3 PCP, özefagial kandidiyaz, PML, HSV

<100/mm3 Serebral toksoplazmoz, kriptokokoz, milier TB, HAND

<50/mm3 CMV retinit, atipik TB

CD4 sayısından bağımsız Kaposi sarkomu, akc TB, HZV, bakteriyel pnömoni







Pneumocystis pneumonia (PCP)

P. carinii fare

P. jirovecii insan

Sağlıklı çocukların 2-4 yaş arasında 2/3’ünde P. jirovecii Ab mevcut

PCP risk faktörleri:

• CD4<200/mm3, CD4 < %14

• Geçirilmiş PCP

• Rekürren bakteriyel pnömoni

• Kilo kaybı

• Oral kandida enf

• Yüksek HIVRNA





12 Avrupa ülkesinin kohortu, 
1997’den sonra ART başlanmış 23 412 hasta

107 016 takip-yıl, 253 PCP gelişmiş
Primer proflaksi CD4 ≤100/mm3 olanlarda PCP insidansını azaltıyor

ART kullanan, virolojik supresyon sağlanmış, CD4 101-200/mm3 olan olgularda
Primer PCP insidansı çok düşük

PCP, toksoplazmoz ve bakteriyel enf korumadaki yararı sınırlı
Proflaksi bırakıldığında:
• Tablet sayısı
• Maliyet
• İlaç toksisitesi
• İlaç etkileşimleri
• Dirençli patojenlerin seleksiyonu azalıyor



• s

ART ile VL supresyon sağlanmış

CD4<200/mm3 primer PCP proflaksisi bırakılmış 4 çalışma 

PCP insidansı

•ART kullanmayan - 5.3 /100 hasta yılı

•ART öncesi dönemde CD4<200/mm3, 

Proflaksi kullananlarda - 4.85 /100 hasta yılı





Toxoplasma gondii ensefaliti

Sıklıkla latent doku kistlerinin reaktivasyonu ile ortaya çıkar

Primer enfeksiyon akut serebral veya dissemine hastalık

Toxoplasma Ab seroprevalansı

ABD %11

Avrupa, Latin Amerika, Afrika  %50-80

164 hastada  - %52
CD4<100/mm3 olanlarda  - %64



HAART öncesinde

• İleri evre HIV enfekte

• Toxo-IgG (+)

• Proflaksi almayanlarda TE %33

Seronegatif olanlarda toksoplazmoz insidansı düşükdür

Ortaya çıkarsa;

• Primer enf

• Ab oluşturulamamış, latent enfeksiyonun reaktivasyonu

• Test hatası?  



CD4>200/mm3 olanlarda klinik hastalık nadirdir

En yüksek risk CD4<50/mm3 olanlar

Tüm HIV-enfekte olgularda Toxoplasma gondii serolojisi



Sonuç olarak
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TE

• Toxoplasmic encephalitis (TE) is caused by the protozoan 
Toxoplasma gondii. Disease appears to occur almost exclusively 
because of reactivation of latent tissue cysts.1-4 Primary infection 
occasionally is associated with acute cerebral or disseminated 
disease.

• In the era before antiretroviral therapy (ART), the 12-month 
incidence of TE was approximately 33% in patients with advanced 
immunosuppression who were seropositive for T. gondii and not 
receiving prophylaxis with drugs against the disease. A low 
incidence of toxoplasmosis is seen in patients who are seronegative
for T. gondii. If patients are truly seronegative, their toxoplasmosis 
presumably represents one of three possible scenarios:

• 1) Primary infection, 2) Re-activation of latent disease in individuals 
who cannot produce detectable antibodies, or 3) Testing with 
insensitive assays.7



• Clinical disease is rare among patients with 
CD4 T lymphocyte (CD4) cell counts >200 
cells/µL. Patients with CD4 counts< 50 cells/µL 
are at greatest risk.





• A combined analysis of 10 European cohorts found a low incidence 
of TE in patients with CD4 counts between 100 and 200 cells/mm3 , 
who were receiving ART and had HIV RNA plasma viral loads< 400 
copies/mL, and who had stopped or never received TE prophylaxis, 
suggesting that primary TE prophylaxis can be safely discontinued in 
patients with CD4 counts 100 to 200 cells/mm3 and HIV plasma 
RNA levels below limits of detection with commercial assays. 
Similar observations have been made with regard to stopping 
primary or secondary prophylaxis for PCP.36-38 Data on which to 
base specific recommendations are inadequate, but one approach 
would be to stop primary prophylaxis in patients with CD4 counts of 
100 to 200 cells/mm3 if HIV plasma RNA levels remain below limits 
of detection for at least 3 to 6 months (BII). 





Candida

• The occurrence of oropharyngeal or esophageal candidiasis is 
recognized as an indicator of immune suppression and is most 
often observed in patients with CD4 T lymphocyte (CD4) cell 
counts <200 cells/mm3 , with esophageal disease typically 
occurring at lower CD4 counts than oropharyngeal disease.1,2

• Esophageal candidiasis generally presents with retrosternal 
burning pain or discomfort along with odynophagia; 
occasionally esophageal candidiasis can be asymptomatic. 
Endoscopic examination reveals whitish plaques similar to 
those observed with oropharyngeal disease. 



• Oropharyngeal candidiasis is usually diagnosed clinically 
based on the characteristic appearance of lesions. In contrast 
to oral hairy leukoplakia, the white plaques of oropharyngeal
candidiasis can be scraped off the mucosa. If laboratory 
confirmation is required, scrapings can be examined 
microscopically for characteristic yeast or hyphal forms, using 
a potassium hydroxide preparation. Cultures of clinical 
exudative material yield the species of Candida present.

• Candida organisms are common commensals on mucosal 
surfaces in healthy individuals. No measures are available to 
reduce exposure to these fungi.



• Data from prospective controlled trials indicate that 
fluconazole can reduce the risk of mucosal disease (i.e., 
oropharyngeal, esophageal, and vulvovaginal) in patients 
with advanced HIV.11-14 However, routine primary 
prophylaxis is not recommended because mucosal disease 
is associated with very low attributable morbidity and 
mortality and, moreover, acute therapy is highly effective. 
Primary antifungal prophylaxis can lead to infections 
caused by drug-resistant Candida strains and introduce 
significant drug-drug interactions. In addition, long-term 
oral prophylaxis is expensive. Therefore, routine primary 
prophylaxis is not recommended (AIII). Administration of 
ART and immune restoration is an effective means to 
prevent 










