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The reason for uncurable disease
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+ Blood, tissue
+ Body fluids
semen, vaginal secretions
CSF, synovial, pericardial, peritoneal,
pleural fluid, amniotic fluid, mother’s milk
+ HIV-found, but risk is rare

saliva, tear, urine, feces
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+ Blood transfusion 1 unit: 90%

+ Needle sharing: 0.67%

+ Receptive anal intercouse: 0.5%

+ Percutaneous (!ium): 0.3%

+ Receptive penile-vaginal intercouse: 0.1%
+ Insertive anal intercourse: 0.65%

+ Insertive penile-vaginal intercourse: 0.5%
+ Receptive oral intercourse: 0.1%

+ Insertive oral intercourse: 0.05%
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\ﬁ‘*‘ Primary HIV Infection
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+ Virological tests
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it <5% Rapid progressor < 3?.]) + 598U CD4
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# <10% Long-term survivals (>10?J) <+ Increase risk of AIDS by >20% w/i 6 months

_ DHHS, Guideline for use of ARV in adult and adolescents, Jan,
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