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“I think the great thing about the Conference is that it 
brings together expertise from people who are coming 
from the liver disease field and people coming from 
the HIV field and that’s why both Societies, EASL 
and EACS, are sort of  co-funding and sponsoring this 
event- explains to me Jürgen Rockstroh member of  the 
scientific organizing committee of  the conference that 
was held in London, at the beginning of  December. 
“I think it’s great because we, as HIV physicians, 
have a lot to learn, be that management of  end-stage 
liver disease and other things where we are just not 
that trained and I think bringing the two disciplines 
together is very fruitful”.

Q: HCV is the super star of  these days: an impres-
sive pipeline that catalyze studies, attention and in-
vestments and…expectation. On the contrary, for 
the HBV there are any new drug expected in the 
next years, but this Conference started with a talk 
about hepatitis B co-infection

A: Quite frankly we always think, or sort of  tend 
to find areas more interesting or “sexy” when we 
have new drugs, but we also have to deal with other 
viruses, even if  there is no new drugs. There will 
be no new drug for hepatitis B for the next three or 
four years for sure, but nevertheless the prevalence 
of  hepatitis B is very high worldwide: there are hun-
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dreds of  millions of  infections, more than hepatitis 
C actually, the prevalence in HIV is around 6-7% 
and it’s something we have to deal with, particularly 
in the Asian and African region.

Q: How HIV affects the liver? 

A: HIV can affect the liver through many ways. The 
list is quite long: HIV can actually infect some of  
the cells, so hepatic stellate cells, Kuppfer cells can 
be infected by HIV and you actually see patients 
having new HIV infections that have elevate liver 
enzymes, which can normalize when they start HIV 
therapy. Then, obviously, we have the other hepa-
totropic viruses, we have interactions between HIV 
and hepatitis viruses and then we have HIV therapy 
causing toxicity through the antivirals we are giv-
ing, we have metabolic changes, more steatosis in 
the liver, development of  diabetes through some of  
the agents we use, and so there is a whole range of  
complex issues through which HIV can affect the 
liver.

Q: During this conference some talks were devoted 
to acute hepatitis C. As chair of  the NEAT Consen-
sus Conference on Acute Hepatitis C (1), you started 

this story. Regarding the acute hepatitis C epidemic, 
where we are now?

A: I think it’s a little mixed picture. Since the epi-
demic started in 2002, when the first cases were re-
ported, we now see a complete outreach in many 
different regions and an independent start of  infec-
tions in the United States, Australia, and Taiwan. 
We have over a 1000 published cases in literature, 
but obviously not every case gets published, so there 
are much more we can anticipate and I think what 
has now started sort of  after these initial guide-
lines, which I think was a very helpful and practi-
cal management of  the patient. Now lot of  the re-
search is focusing around validating what was said in 
the guidelines, so a recommendation for screening 
which is measurement of  ALT every six month and 
a yearly antibody test. There was a cost-effective-
ness analysis presented during the Conference here 
which shows that that seems to be the best strategy 
forward to compare different recommendations and 
strategies, but really the NEAT Consensus strategy 
was the most cost-effective analysis. Then there was 
a study looking at a recommendation for treatment 
which is: diagnosis, to wait four weeks later and if  
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you do not have a 2log drop, 
you offer treatment. This 
was validated: the treatment 
algorithm in two cohorts of  
patients worked very well. 
I think that we are sort of  
happy to see that a lot of  
these recommendations 
which were done on little 
data are now being backed-
up by more data. 

Q: Another thing that is re-
ally very nice is to see how 
much HCV infection is cur-
able, but there is still a de-
bate of  data about some 
“special population” that 
are often in more need…

A: The reassuring news is 
that the first pilot trial sug-
gests that the addition of  
an oral hepatitis C protease 
inhibitor to peg-interferon 
and ribavirin really leads to 
comparable response rates, 
around 70% cure rate, which 
I think for a genotype 1 pa-
tient population is fantastic. 
I think  a limitation is that 
we haven’t really treated or 
have data for patients with 
more advanced liver fibrosis: 
you know for mono-infection 
that they also have lower re-
sponse rates, so that’s I think 
that we need still data. What 
is really encouraging is that 
we now see finally a whole 
range of  other studies, inter-
feron-free studies, looking at 
some of  the new second-
wave generation protease 
inhibitors, we have a NS5A 
trial looking at daclatasvir plus peg-interferon and 
ribavirin. I think we really hope that by end of  next 
year we have a lot of  data from other compounds 
and clearly it all looks as if  it’s going to obtain simi-
lar cure rates.

Q: During this conference on co-infection, there 
was a talk underlining the process of  aging in HIV 
person. How is it relevant also for the liver?

A: I think the aspect of  aging remains a research 
of  topic interest. I think we just don’t have a lot of  
good data so far. One of  the questions is: if  patients  
live with HIV therapy for 50 year, what kind of  
consequence will that have for the liver? And are 
drugs different? Are there some who through lipid 

changes, increases in insulin resistance? Do they ac-
tually contribute to NASH? Is there an own HIV in-
dependent effect on liver by mechanisms that infect 
certain cell populations within the liver?  A reservoir 
for HIV was shown here that 9% of  all HIV is in 
the liver, so it seems to be something which is an 
important part also in cure strategies and the ques-
tion is how is that all going to evolve. But I think 
that’s where we are really at the beginning, because 
we just don’t have good follow-up. The introduction 
of  non-invasive tools will allow us to better monitor 
the liver changes. With the CAT FibroScan Pro we 
can check for steatosis and fibrosis over time. We are 
going to see an introduction of  other markers and 
so, in a perspective follow-up of  patients, I think we 
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will get a better sort of  idea of  what happens to the 
liver over time under HIV therapy.

Q: Liver transplant for people living with HIV/
AIDS was another topic of  this conference...

A: Yes. Well, clearly the hope is that overall by be-
ing able to successfully treat hepatitis C maybe we 
will see less candidates with end-stage liver disease. I 
think that’s a real hope because, although liver trans-
plantation I think makes sense, we should all be well 
aware that many patients die on the list and the pro-
cedure and the shortage of  organs, the waiting time 
and all that leads to a lot of  people dying on the list, 
so transplantation is an option but not everyone will 
get to get successfully transplanted and then also the 
outcome is not that easy. I think that transplantation 
is an option. I think that we have to be very careful 
though because being on the list is associated with 
a considerable morbidity and mortality, not every-
one makes it to get an organ. Hopefully, with better 
treatment options for B and C and earlier diagnosis 
we can prevent most of  the end-stage liver disease 
and actually maybe get a decline in subjects who 
really need transplantation. What we learned is that 
patients who have chronic hepatitis B or delta infec-

tion, once they get transplanted they have an abso-
lute great outcome which is very similar to mono-
infected patients, obviously because you can prevent 
hepatitis B re-infection and with that also prevent 
hepatitis delta super-infection. Hepatitis C is a little 
different and we are struggling with the reinfection 
of  the transplanted organ, which over a long-term 
follow-up led to a somewhat lower survival curve 
than in mono-infection and that’s a challenge. I 
think we should be well aware that with the new 
drugs obviously treatment of  the post-transplant re-
infection will be very different and in America there 
is already an expanded access for these patients. So 
I feel we are on the verge of  getting much better 
treatment algorithms and once we can take care of  
the reinfection I think then we’ll be fine.

Q: Some talk were focused on immune activation 
and microbial translocation, is it a key element that 
in some way could lead also to hepatocarcinoma 
(HCC)?

A: Yes. I think there is at least some questioning 
whether through differences in levels of  immune ac-
tivation, whether that it’ll be LPS-triggered or not, 
can actually lead to a higher frequency of  HCC and 
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I think that’s one of  the areas where we do not re-
ally have very good research data so far, so I think 
we need to do much better surveillance and we have 
to look at HCC in our patients, as obviously they are 
getting older, longer duration of  co-infection sort of  

prompts the question whether this will be seen more 
frequently or not. I think in the past we haven’t real-
ly seen that much but there are new data indicating 
that the incidence is rising and so that’s clearly one 
of  the main research focuses for the near future.  
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