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Acute HIV Infection is the earliest stage of HIV infection, and generally 
develops within 2 to 4 weeks after a person is infected with HIV. During this 
time, acute retroviral syndrome develops with flu-like symptoms. In the acute 
stage of infection, HIV multiplies rapidly and spreads throughout the body. 
The virus attacks and destroys the infection-fighting CD4 cells of the immune 
system. HIV can be transmitted during any stage of infection, but the risk is 
greatest during acute HIV infection.
Chronic HIV Infection - This second stage of HIV infection is also called 
asymptomatic HIV infection or clinical latency. During this stage of the 
disease, HIV continues to multiply in the body but at very low levels. People 
with chronic HIV infection may not have any HIV-related symptoms, but they 
can still spread HIV to others.
AIDS - the final stage of HIV infection. Because HIV has severely damaged 
the immune system, the body can’t fight off opportunistic infections. People 
with HIV are diagnosed with AIDS when they have a CD4 count of less than 
200 cells/mm3 and/or of any of more than 20 opportunistic infections or 
related cancers. Without treatment, people with AIDS typically survive about 3 
years.

5



6



HIV medicines are grouped into six drug classes according to how they fight 
HIV. The six drug classes are:

1 and 2: Non-nucleotide and nukleotide reverse transcriptase inhibitors 
(NNRTIs) prevent HIV from replicating by blocking HIV reverse transcriptase -
HIV uses reverse transcriptase to convert its RNA into DNA (reverse 
transcription). 

3. Protease inhibitors (PIs) prevent new (immature) HIV from becoming a 
mature virus that can infect other CD4 cells by blocking protease (an HIV 
enzyme). 

4. and 5: Fusion and entry inhibitors prevent HIV from entering the CD4 cell 
by blocking the HIV envelope from merging with the host CD4 cell membrane 
(fusion) or by blocking the CCR5 coreceptor on the surface of certain immune 
cells, such as CD4 T lymphocytes (CD4 cells).

6: Integrase strand transfer inhibitors (INSTIs) prevents HIV from replicating 
by blocking integrase (an HIV enzyme). HIV uses integrase to insert 
(integrate) its viral DNA into the DNA of the host CD4 cell. 
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Most antiretrovirals whether used for therapy or prevention, have limited 
interactions with hormonal contraceptive methods, with the exception of 
efavirenz. Although depot medroxyprogesterone acetate is not affected, limited 
data on implants and combined oral contraceptive pills suggest that efavirenz-
containing combination antiretroviral therapy may compromise contraceptive 
effectiveness of these methods. However, implants remain very effective despite 
such drug interactions. Antiretroviral plasma concentrations and effectiveness 
are generally not affected by hormonal contraceptives, except for efavirenz.
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This observational study reports interim findings on the first 750 subjects from 
the Epilepsy Birth Control Registry (EBCR) regarding the impact of various 
contraceptive methods on seizures, stratified by antiepileptic drug (AED) type. 
The EBCR preliminary findings are, by patient reports, that hormonal 
contraception (HC) is associated with a broader dynamic range of seizure 
responses manifested by a significantly greater risk for both seizure increase 
and decrease than non-hormonal contraception (NHC) but with the relative 
risk for seizure increase predominating. Seizure increase is significantly more 
likely to occur with all AED categories in combination with HC than with NHC. 
The odds ratio for seizure increase with HC appears to be greater for the 
enzyme inhibiting category, specifically valproate, than for any other AED 
category in relation to the reference combination of Barrier and No AED. 
Among the AED categories, non-enzyme inducing anti-epileptic drugs 
(NEIAEDs) had the most favorable profile with regard to reports of seizure 
increase and decrease when used in combination with HC.
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3 A4 enzyme, and both the ethinyl estradiol and progestin components of hormonal 
contraceptives are substrates of CYP3A4. Limited evidence showing increased risk of 
ovulation and breakthrough bleeding raises concern for decreased contraceptive 
efficacy when COCs are co-administered with SJW. The pharmacokinetic evidence is 
mixed but suggests that SJW administration may be associated with weak to 
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Comment: Evidence from clinical and pharmacokinetic outcomes studies does not
support the existence of drug interactions between hormonal contraception and 
non-rifamycin antibiotics. Data are limited by low quantity and quality for some drug 
classes. Most women can expect no reduction in hormonal contraceptive effect with 
the concurrent use of non-rifamycin antibiotics.
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Comment: The addition of isotretinoin to the oral contraceptive regimen results in 
small and statistically significant (P <.04) decreases in the concentrations of both 
ethinyl estradiol and norethindrone. The combination of the teratogenic risk 
of isotretinoin and the large variability of and correlation between 
oral contraceptive levels and pharmacodynamic measures, however, strongly 
reinforces the necessity of additional contraceptive methods during concomitant 
administration of these drugs.
Options: 
•Shorten intervals between DMPA injection 
•Use CHC with EE content ≥ 30 µg  
•Change to IUD/IUS
•No efficient options are
•POP and Implanon
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