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Hot News

First Case of Zika Virus Infection
in a HIV+ Patient

Zika virus is an enveloped, single-stranded RNA
virus that belongs to the flavivirus genre. As with
arbovirus, it is transmitted by arthropods (mosqui-
toes), both Aedes aegypti (urban) and albopictus
(rural). Zika virus was first isolated in 1947 from
monkeys in Uganda. The first human cases were
reported in 1952 in East Africa. Outbreaks were re-
ported in Micronesia (2007), Polynesia (2013), and
Chile (2014). Both diagnostic procedures and thera-
peutics are poorly developed. Serological tests
cross-react with dengue and there are neither spe-
cific antivirals nor vaccines.

The unprecedented current Zika virus pandemic
has now spread rapidly to more than 30 countries in
the Americas and the Caribbean, infecting an esti-
mated more than two million inhabitants. This epi-
demic currently continues unabated and is out of
control. The major tool to combat Zika virus is pre-
vention against mosquito bite using repellents and
insecticides. The simultaneous circulation of dengue
and chikungunya viruses along with Zika virus in
South America hinders both the diagnosis and the
therapeutic approach for patients seeking care
with acute febrile illnesses, especially in patients with
comorbidities.

The association between HIV infection and en-
demic diseases has been described especially in
tropical regions with varying levels of complications,
although to date there has been no report of Zika
virus in HIV-positive patients. Recently, the first au-
tochthonous case of laboratory confirmed Zika virus
infection in an HIV-infected patient in Rio de Janeiro,
Brazil, was reported (Calvet GA, et al. J Clin Virol.
2016 [Epub ahead of print]). The patient evolved
with only mild symptoms and recovered well without
major laboratory abnormalities.

Although 80% of Zika virus infections are asymp-
tomatic, viral exposure is associated in 20% of cases
with rash, fever, arthromyalgias, headache, and/or
nausea/vomiting. Two major clinical complications
have been described: microcephaly of newborns from
women infected during early pregnancy (Driggers
RW, et al. N Engl J Med. 2016 [Epub ahead of print]),
and neurological conditions in adults, including
Guillain-Barré syndrome (Brasil P, et al. Lancet.
2016;387:1482). As the Zika virus pandemic ex-
pands, exposure in patients with comorbidities and

immunosuppression may unveil new and more se-

vere clinical manifestations. Close surveillance in

HIV-positive individuals is important since there is

large geographical overlap of populations exposed
to both viruses.
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Does HIV Influence Hepatitis C Cure Rates
Using Direct-Acting Antivirals?

Approximately one-third of people living with HIV
are coinfected with hepatitis C virus (HCV). Coin-
fected individuals experience more rapid liver dis-
ease progression on average, and in the era of in-
terferon-based therapy they do not respond as well
to antiviral treatment. However, recent studies have
suggested that this disparity in treatment response
does not apply to interferon-free direct-acting anti-
viral (DAA) regimens.

A study from the U.S. Veterans found that HIV-
positive individuals responded as well as those without
HIV to DAA therapy for hepatitis C, while a Spanish
study showed that HIV/HCV-coinfected patients
were less likely to be cured. These conflicting find-
ings were presented at the European Association for
the Study of the Liver (EASL) conference held in
Barcelona in April 2016.

The Veterans’ study reported an analysis of the
impact of HIV coinfection on the real-world effective-
ness of hepatitis C treatment using DAA regimens
(McGinnis J, et al. EASL International Liver Congress
2016 [Abstract LBP514]). A total of 9,604 hepatitis
C patients were examined. Of these, 408 (4.3%) were
HIV/HCV coinfected. A majority (75%) had HCV
genotype 1, 48% had liver cirrhosis. About one third
were treated with sofosbuvir/simeprevir, 58% received
sofosbuvir/ledipasvir, and 11% received ombitasvir/
paritaprevir/ritonavir/dasabuvir (3D regimen). The
overall sustained viral response (SVR) rates were
87% with sofosbuvir/simeprevir, 93% with sofosbu-
vir/ledipasvir, and 93% with the 3D regimen. The
corresponding cure rates for HIV/HCV-coinfected
patients were 88, 93, and 89%, respectively (Fig. 1).

Across study treatment modalities, a multivariate
analysis controlling for patient demographics, disease
severity, and comorbidities did not find a statistically
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Figure 1. Influence of HIV on direct-acting antiviral response in
chronic hepatitis C patients.

significant impact of HIV coinfection on SVR rates
(odds ratio 1.07). The overall rates exceed 88%
across all three treatments analyzed, regardless of
HIV coinfection status.

In the second study, Spanish researchers similarly
examined chronic hepatitis C patients in a real-world
clinical setting (Neukam K, et al. EASL International
Liver Congress 2016 [Abstract LBP513]). Their study
included 246 HCV-monoinfected and 322 HIV/HCV-
coinfected patients who received DAA regimens in
outpatient clinics at 33 hospitals throughout Spain.
Three-quarters were men and their median age was
52 years. The most common HCV genotypes were 1a
and 1b. About 60% had received previous hepatitis
C treatment and a similar proportion had cirrhosis.
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Patients received interferon-free DAA regimens in-
cluding sofosbuvir with either simeprevir, ledipasuvir,
or daclatasvir, or the 3D regimen, all with or without
ribavirin.

As shown in the figure 1, SVR rates using interfer-
on-free DAA regimens were 95% in HCV-monoinfect-
ed and 89% in coinfected patients (p = 0.002). In a
multivariate analysis adjusted for age, sex, HCV
genotype, and baseline serum HCV RNA, HIV infec-
tion was independently associated with a lower like-
lihood of SVR, as was liver cirrhosis. Specific DAA
regimen, treatment length, use of ribavirin, prior
treatment experience, and baseline serum HCV RNA
were not significant predictors of SVR.

The results of the Spanish study are in agreement
with earlier data presented at the International Confer-
ence on Viral Hepatitis (ICVH) held in San Francisco
in March 2016. Then, a different multicenter Spanish
study that enrolled 363 chronic hepatitis C patients
highlighted that DAA treatment failure was statis-
tically associated with HIV coinfection and liver
cirrhosis (Arias, et al. International Conference on
Viral Hepatitis 2016 [Abstract 14]).

At this time, the underlying reason why HIV/HCV-
coinfected patients might respond less to DAA than
HCV-monoinfected individuals is unclear. However,
the poorer immune response against HCV, drug ad-
herence issues, drug interactions, or severity of liver
damage could theoretically play a role (Cachay E,
et al. AIDS. 2016, in press). In this regard, it is note-
worthy that discontinuations due to side effects were
very low regardless of HIV status in the Spanish
studies.
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