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Abstract

End-stage liver disease due to hepatitis C virus has become a major challenge in the management
of HIV/HCV-coinfected patients. The diagnosis and management of cirrhosis and its complications in
the scenario of HIV/HCV-coinfection are reviewed. Noninvasive approaches to the diagnosis of cir-
rhosis, such as biomarkers or transient hepatic elastography, may be considered. The clinical profile
of cirrhosis decompensation in the coinfected population is different from that found in HCV-monoin-
fected individuals. Ascites and hepatic encephalopathy are much more frequent, whereas hepatocel-
lular carcinoma is still uncommon, when simultaneous hepatitis B virus infection is absent. The
newest and more conflicting topics on the management of these complications are also discussed.
Liver transplantation seems to be a proper option of treatment in HIV/HCV-coinfected patients and
should be considered early in their management, since mortality after the first hepatic decompensa-

tion is high. (AIDS Rev. 2007;9:131-9)
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Since the introduction of HAART, liver-related mortality
has progressively increased in HIV-infected patients’2. In
fact, liver disease has become the leading cause of death
in hepatitis C virus (HCV)/HIV-coinfected patients®*. Hepa-
titis C virus-related end-stage liver disease (ESLD) shows
an accelerated course in the setting of HIV-coinfection®
and the_prognosis of decompensated. cirrhosis is very
poor. Thus, the median survival once decompensation of
cirrhosis occurs has been reparted to be only 3 months®.
For these reasons, the man af e€dmp kSt
cirrhosis and its complications |s a challenge for cl|n|-

cians caring for HIV/HCV- comfeiféa@lpét@ruscé@ @r
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sue involves specialists in infectious diseases, hepa-
tologists, internists, surgeons and endoscopists, who
should work in coordinated teams. However, the main
person responsible for the care for these patients is
usually the specialist in infectious diseases. As a
consequence of this, the need arises for these spe-
cialists to become more familiar with the manage-
ment of HIV/HCV-coinfected patients with cirrhosis.
This review focuses on the diagnosis and manage-
ment of cirrhosis and its complications in the scenario
of HIV/HCV-coinfection. The use of HAART in this set-
ing is not addressed herein, although it has been re-
tﬁtg@fg @ o E}\E\/al in these patients®. How-
ever, the effect of HAART on the progression of liver
@mm gversial issue. In addition, it has
such a num f specific details in these patients that
Id deserve a a‘urther article. Antiviral therapy of
{héthost effective tool to pre-
vent ESLD in HCV mfected patients*’. However, its role

Of ’[he puj@ fghe@lrpanents with ESLD, particularly in candi-

tes for transplantation, is still poorly defined. Be-

e of this, it has not been included in this review.
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rhosis in the specific setting of HIV/HCV-coinfected
patients. Until more data are available, it is reasonable
to manage these topics as in HCV-monoinfected sub-
jects; even so, the effectiveness of particular measures
could be different in the coinfected population.

Diagnosis of liver cirrhosis

Liver biopsy is still the gold-standard for the diagno-
sis of liver cirrhosis. Nevertheless, cirrhosis could be
diagnosed on the basis of clinical, biochemical and
imaging data agreeing with such a diagnosis. Recent-
ly, the diagnostic value of four noninvasive predictive
models of liver fibrosis based on routine laboratory
tests has been evaluated in HIV/HCV-coinfected pa-
tients®. Among these models, the aspartate amino-
transferase (AST) to platelet ratio index (APRI) yielded
the best results to rule out cirrhosis, although its posi-
tive predictive value was low. An APRI index < 1 has
a negative predictive value for cirrhosis of 93%®. Due
to this, an APRI index > 1 makes a non-histologic diag-
nosis of cirrhosis unlikely. Another biochemical model
proposed for a noninvasive diagnosis of fibrosis in
coinfected patients is the FIB-4 index®. The FIB-4 index
is calculated according to the following equation: age
(years) x AST (U/l) x platelet count (10%1) x alanine
aminotransferase (ALT) (U/1)°. A FIB-4 value < 1.45 had
a negative predictive value of 90% to exclude ad-
vanced fibrosis, whereas a value > 3.25 had a positive
predictive value of 65% for advanced fibrosis®. How-
ever, the FIB-4 index, as well other biological models™®,
has not been validated to predict cirrhosis.

Transient elastography may have a major role in the
diagnosis of cirrhosis in coinfected patients. In this
sense, a liver stiffness value < 14.5 kilopascals (kPa)
has negative and a positive predictive value of 94-96%
and 83-88%, respectively, for the diagnosis of cirrho-
sis'""2 In institutions where this technique is available,
it can be considered as a noninvasive choice for the
diagnosis of cirrhosis. Additionally, liver stiffness mea-
sure by transient elastography highly correlates with
the presence of severe portal hypertension, assessed
by hepatic venous pressure gradient measurement, and

in HIV/HCV-coinfected patients*1%16  being respon-
sible for around 60% of initial hepatic decompensation.
This frequency is rather higher than the 23-38% re-
ported in the HCV-monoinfected population®17-19, The
reasons for this remain unclear.

The presence of ascites can be demonstrated with
an abdominal paracentesis or an ultrasound examina-
tion. An abdominal paracentesis to rule out spontane-
ous bacterial peritonitis (SBP) should be performed in
patients with new-onset or relapsing ascites, in those
with signs of infection such as fever, abdominal pain
or leukocytosis, and in patients with simultaneous he-
patic encephalopathy (HE), gastrointestinal bleeding
or renal failure?>-?,

Low-sodium diet leads to ascites control in some
patients and improves the results of other therapies®.
Hence, it is considered the first step in the treatment of
ascites. In patients with dilutional hyponatremia, consist-
ing in a serum sodium concentration < 130 mEg/l in the
presence of ascites, edema or both, daily fluid intake
restriction may be necessary®.

Patients with non-tense ascites may be managed in
an outpatient setting with low doses of spironolactone
(50 to 200 mg/day)?*2*. Concomitant furosemide (20 to
40 mg/day) leads to a higher negative sodium balance,
especially if peripheral edema is present®®?!. Weight
loss of 300 to 500 mg/day in patients without edema
and 800 to 1000 mg/day in those with edema can be
considered adequate. More intense weight losses may
precipitate acute renal failure?’.

Patients with tense ascites require large-volume para-
centesis or high doses of diuretics (maximal daily doses
of 400 mg for spironolactone and 160 mg for furose-
mide), until removal of ascitic fluid. Although there is no
difference between both strategies in terms of long-term
mortality, large volume paracentesis is usually preferred
as it is faster and safer than diuretics®'-224% |rrespec-
tive of the initial option chosen, a maintenance regimen
of diuretics diminishes the probability of recurrence of
ascites?®. When large-volume paracentesis with remov-
al of more than five liters of ascitic fluid are used, con-
comitant administration of intravenous albumin reduces
the risk of refractory ascites, hepatorenal syndrome

with the presence of esoohal H &) (itLunona onatremia, and death?’-3,
fected |rf)d|V|duaIs1314 Tphuﬁ/érlgm vatbi%oh@l,lbg d b@/nisgﬁ ab@ned as not responding to

laxis of bleeding are extremely uncommon in patients

with stiffness values < 20 kPa ™. reprOd uce

%Fé:loses of dluretlcs treatment (400 mg/day of spi-

or p) gmg/day of furosemide) or that
recurs ra |g|3 fter paracentesis®*. Patients that de-

current side-effects with low doses of diuretics,
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of liver cirrhosis
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ure, are also considered to be refractory3*. Repeated
anpe paracentesis with albumin infusion is the
most widely used option?'. A meta-analysis® of five

(mized controlled trials compared the use of trans-
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ment of refractory ascites. The TIPS were more effec-
tive for the control of ascites and were associated with
a non-significant trend to improve survival, but they
increased the risk of HE. Another more recent meta-
analysis® confirmed these results and showed a sig-
nificant improvement in transplant-free survival and a
reduction in the prevalence of portal hypertension-re-
lated complications treated with TIPS. However, two
main drawbacks should be kept in mind when conside-
ring this therapeutic option: the high rate of obstruction
of TIPS, which probably will be minimized with the
generalized use of covered stents, and the irreversible
deterioration of liver function that may be triggered. An
adequate selection of patients (younger than 60 years,
bilirubin < 3 mg/dl, serum sodium > 130 mEg/l and
absence of cardiac dysfunction) is critical as it pro-
bably may optimize the results, although it also re-
duces its applicability to a limited subset of cirrhotic
patients with refractory ascites.

Hepatorenal syndrome

Hepatorenal syndrome is a complication of ESLD,
occurring mainly in patients with advanced cirrhosis
and ascites with marked systemic circulatory dysfunc-
tion. Renal failure in HRS is functional and caused by
intense vasoconstriction of the renal circulation, which
leads to a pronounced reduction in glomerular filtration
rate, in the setting of extrarenal arterial vasodilatation.
Bacterial infections, primarily SBP, are the most com-
mon trigger for the development of HRS. The prognosis
of HRS is very poor. It was the second cause of death
due to liver disease in a recent survey conducted in
HIV/HCV-coinfected patients undergoing HAART#. Once
HRS is suspected, it is important to rule out volume
depletion with a trial of plasma volume expansion with
albumin during at least two days. Diagnostic criteria of
HRS have been recently revised by the International
Ascites Club and these are depicted in table 137,

The only effective therapeutic option is liver trans-
plantation. In the meantime, albumin infusion plus ad-
ministration of vasoactive drugs, such as octreotide
plus midodrine or terlipressin, may achieve a complete

oveeal of renal fstre bGtpagain 9 foperst SGTA

complete response in 60% of patients a(ﬂ to improve
the short-term survival®’, Howé’\@ fés
treatment discontinuation is very frequent and up to
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Table 1. Diagnostic criteria of hepatorenal syndrome in cir-
rhosis of the International Ascites Club

Cirrhosis with ascites.
Serum creatinine > 1.5 mg/dl.

No improvement of serum creatinine (decrease to a level
of 1.5 mg/dl or less) after at least two days with diuretic
withdrawal and volume expansion with albumin.

Absence of shock.
No current or recent treatment with nephrotoxic drugs.

Absence of parenchymal kidney disease as indicated by
proteinuria > 500 mg/day, microhematuria (> 50 red
blood cells per high power field) and/or abnormal renal
ultrasonography.

nal source of infection. An absolute polymorphonuclear
leukocyte count > 250 cells/ml in the ascitic fluid or a
positive culture are diagnostic of SBP®. The clinical and
microbiological characteristics of SBP in HIV/HCV-coin-
fected patients seem to be quite similar to those ob-
served in non HIV-infected cirrhotic subjects, except
for more frequent isolation of the causative agent and
a higher incidence of pneumococcal infection®. Short-
term survival after an episode of SBP in HIV-infected
patients is very poor®. Impaired renal function at diag-
nosis of SBP is associated with a poorer prognosis®.

Patients with SBP should receive empiric antibiotic
therapy whereas antibiogram is available®®-?%3%, Intrave-
nous cefotaxime (2 g every eight hours during five days)
is usually the preferred regimen®-2238. However, no
study published so far has specifically evaluated what
is the best empiric antibiotic regimen for HIV/HCV-coin-
fected patients with SBP. As Escherichia Coli and
Streptococcus pneumoniae seem to be responsible for
most of the cases of SBP in HIV-infected patients®,
third-generation cephalosporins are a proper option in
HIV/HCV-coinfected patients, although pneumococcal
resistance is a serious concern. Concomitant intrave-
nous albumln infusion (1.5 g/kg body weight on day
on da brfe:uoed mortality from 29 to
rm@& ized trial*®. Because HRS
almost excluswely occurs in patients with serum bili-

h@{@(_r@/?ynq rum creatinine > 1 mg/dl, some
that

xperts sugges he prophylactic use of albumin

Id be restricted to these patients?’.
5-10% may develop sev ff tib f OU% P
ence with TIPS in this sewgft?ﬁ lj.ﬁ “mﬁ_ﬁr WrIH- it ez{m 55&@?“ randomized trials, antibi-
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trointestinal bleeding?'. Norfloxacin 400 mg twice daily
for seven days has been the preferred regimen. How-
ever, in a recent randomized controlled trial* that com-
pared oral norfloxacin versus intravenous ceftriaxone
in the prophylaxis of bacterial infections in patients with
gastrointestinal hemorrhage and sever liver failure,
33% of patients on norfloxacin developed bacterial
infections versus 11% in the ceftriaxone arm. These
results need to be confirmed by further studies, as does
its correlation in HIV/HCV-coinfected patients, since HIV
infection was an exclusion criteria in this trial. In patients
who survive an episode of SBP long-term secondary
prophylaxis with norfloxacin 400 mg/day prevents re-
lapses®. In cirrhotic patients with low protein ascites
(< 1.5 g/l) and advanced liver failure or impaired renal
function, prophylaxis with norfloxacin has been report-
ed very recently to be associated with a reduction in
the probability of developing HRS or SBP and an in-
crease in the survival at one year.

Portal hypertensive gastrointestinal
bleeding

Portal hypertensive gastrointestinal bleeding has been
a relatively uncommon type of decompensation of cir-
rhosis in most of the surveys conducted in HIV/HCV-coin-
fected patients, both as the first event and as the cause
of death*61516_ The reasons for this lower frequency in
this population remain to be clarified. Due to this, it should
not be assumed that screening of esophageal varices in
these patients is cost-effective, as in HCV-monoinfected
individuals*>46. However, until more evidence becomes
available, it is reasonable to screen HIV/HCV-coinfect-
ed patients with cirrhosis for the presence of esopha-
geal varices in a similar way to HCV-monoinfected
patients. Thus, gastroesophageal endoscopy is to be
performed at diagnosis of cirrhosis. If no varices are
found, it will be repeated after 2-3 years if a clinical
decompensation occurs, or if signs of portal hyperten-
sion such as thrombocytopenia, spleen enlargement,
or ultrasound.-findings-appear‘®..In patients with-small
varices, endoscopy may be repeated every 1-2 years

provided that cost per quality-adjusted life year is
considered®®,

In patients surviving a first bleeding episode, sec-
ondary prophylaxis should be considered shortly there-
after®. The rate of rebleeding with the combination of
beta-blockers plus EBL was lower than with EBL alone
in two randomized trials®¥8. Thus, beta-blockers plus
EBL is the most adequate option in this setting*®*6.
Recently, the efficacy of the combination of beta-block-
ers and an aggressive protocol of EBL of varices,
which consists in EBL after the initial bleeding of any
visible varix during the follow-up, irrespective of its
size, has been reported. There were no cases of re-
bleeding among 118 patients treated with this strategy
after a median follow-up of 16 months®'. If endoscopic
and pharmacologic treatments fail, TIPS may be
used*“. In a recent meta-analysis®, the rate of re-
bleeding was lower with the use of TIPS when com-
pared with endoscopic therapy, while there were no
differences in terms of mortality. However, the median
(range) rate of dysfunction or occlusion of the shunt
was 59% (18-72%) and the risk of HE was also higher.
For these reasons, TIPS is currently considered as an
alternative therapy to beta-blockers and EBL. Distal
splenorenal shunt was as effective as TIPS in patients
with CTP class A or B and refractory bleeding in a
recent randomized trial®.

Hepatic encephalopathy

The incidence of HE is high in HIV/HCV-coinfected
patients, accounting for 27-28% of the first complica-
tions of cirrhosis*815:16, This figure is far from the 1-8%
reported in monoinfected subjects®'”°. Furthermore,
HE is the leading cause of liver-related mortality in the
HIV/HCV-coinfected population under HAART, caus-
ing half of the liver-related deaths*. Finally, HE is a
strong predictor of poor prognosis, as the median
survival after an episode of HE is only three months in
HIV/HCV-coinfected patients with ESLDE. The reasons
for this increased incidence of HE in the HIV/HCV-
coinfected population are unclear. Consumption of

as the risk of bleeding is v&y low*s, Eﬂpres ors of central nervous system, which is fre-
Primary prophylaxis of v be sthdif@apu eht@a @@Hmafyctl&ﬁndmduals or a higher fre-

ed in those subjects with Iarge varices (F2 and F3),
and in those with small varices l‘é
signs  or being at Child- Turoo te
C*46, Non-selective beta-blogkers e preferred
therapeutic option as thW&h@eﬂ% hEoph';IE@(ﬁ
ing*”%3. However, their effect on mortality is uncertam

Endoscopic band ligation (EBL) is a ohmce@
with large varices and contraindications or in oleranc

to beta- blockers as they have demonstrated compa-
rable effec - i
seems to re|c er avn éyﬁ rs,
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temporarily discontinued if renal failure or electrolyte
abnormalities occur®. If benzodiazepine or opioid sub-
stances consumption is suspected, flumazenil or nal-
oxone, respectively, may be used. Spontaneous bacte-
rial peritonitis should be ruled out in those subjects with
HE and ascites®. Ammonia is believed to be the key
factor in the pathogenesis of overt HE in patients with
cirrhosis. Due to their presumed ability to reduce blood
ammonia levels, nonabsorbable disaccharides (lactu-
lose and lactitol) have been considered the standard
treatment for HE®. However, a systematic review of 22
randomized trials that compared lactulose or lactitol
versus placebo, no treatment or antibiotics was not
able to demonstrate a beneficial effect of them on HESS,
These results have led to some skepticism about the
real efficacy of this intervention®”. However, the incon-
clusive results of the trials should be interpreted with
caution, as some confounding variables such as the
degree of liver failure, the nature of the precipitating
event, or the extent of portal-systemic shunting have
not been well controlled in many surveys®. In addi-
tion, lactulose may improve cognitive functions in pa-
tients with minimal HE®®. This controversy reflects that
lactulose probably still has a role in the treatment of
HE, although well-designed clinical trials are awaited.
In the same manner, the efficacy of other measures
in HE such as protein restriction”™, neomycin’*72 or
rifaximin® remains controversial. Benzodiazepine re-
ceptor antagonists do not provide any benefit in the
management of HE, out of the acute benzodiazepine
intoxication”.

Hepatocellular carcinoma

The available data regarding the current incidence
of hepatocellular carcinoma (HCC) in HIV/HCV-coin-
fected patients are scarce and conflicting. Some in-
vestigations have suggested that HIV shortens the
time from HCV infection to the development of HCC™®
7. According to this, the risk of developing HCC
should be increased. in HIV/HCV-coinfected patients.
However, the incidence of HCC in coinfected patients
seems to be currently lower t
patients. In one retrospecti
in HCV-infected patients Wlth and without advanced
liver disease in the HAART an

e enrien o o
did not increase the risk of develo irrespec-

tive of the period of t|me nS|dere rE In anether
survey, among 1217 anHNtE @U& Iﬁe@ﬁw
180 of them being HIV-coinfected, the incidence of
HCC was significantly lower in the coinfec

Other cohort studies have shown similar resu
By contrast, one case-control study suggested that
HCC is dia
advanced
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individuals than in HCV-monoinfected ones®®. How-
ever, this apparent contradiction may be due to the
higher prevalence of concomitant HBV coinfection in
the latter study. The reasons for the current lower in-
cidence of HCC among coinfected patients are un-
clear. It is likely that HIV shortens the survival of pa-
tients with HCV-related ESLD to such an extent that
HCC, a late complication of liver cirrhosis®!, has not
had a chance to emerge. Due to this, some experts
have suggested that the incidence of HCC could in-
crease in the next years as a consequence of the ef-
fect of HAART on survival®. Accordingly, a fivefold
increase of deaths due to HCC among HIV individuals
was reported in France during the period 1995-200183,
For these reasons, HCC will likely be a more relevant
problem in the near future.

The benefit yielded by HCC surveillance programs
in HIV-infected patients with cirrhosis due to HCV has
not been assessed. The assumption that they are cost-
effective, based on data coming from HCV-monoin-
fected patients, might not be proper if we consider that
the current incidence of HCC in these individuals is
lower. While further data on this topic is to come, in our
opinion HIV/HCV-coinfected patients with cirrhosis may
be routinely screened for the presence of HCC with an
alpha-fetoprotein (AFP) determination and an ultra-
sound examination every six months, as is recom-
mended in HCV-monoinfected individuals®. If lesions
< 10 mm are identified, the surveillance interval should
be shortened to three months.

Diagnosis of HCC is based on radiology, biopsy and
AFP determination. The diagnostic approach varies
depending on the size of the lesion. The algorithm
proposed by Bruix and Sherman for the evaluation of
a nodule found on ultrasound during screening can be
useful for this purpose (Fig. 1)84.

Surgical therapy of HCC includes liver resection and
transplantation. Hepatic resection is indicated in soli-
tary tumors < 5 cm in diameter without vascular inva-
sion or extrahepatic spread, with preserved liver func-
tion (CTP class A or B) and without portal hypertension®,
but extensive experience with surgical resection is
lacking in HIV/HCV-coinfected patients. Liver trans-

or single tumors < 5 cm that

E}E tatlol:rj is the ch0|ce
demaM @ctlon and when there are

up to three nodules < 3 cm, without vascular invasion

rpa}ﬂ prgfmg results with liver transplan-
tlon |n as rt of coinfected patients have
orted®, In patients with solitary tu-
re ndtEandidates for resection or
transplantatlon radiofrequency or alcohol percutane-

is the preferred option®4. Non-curative
theraples include transarterial embolization and che-

olization and are recommended for single nod-
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/ Nodule on surveillance ultrasound in a cirrhotic liver \

Squneopnetﬁtir?tirsgls f{ Two dynamic imaging studies }1 | Two dynaTic imagingftudies ‘

Coincidental typical || Typical vascular || Atypical vascular Atypical Typical
vascular pattern on pattern with pattern with both vascular || vascular
dynamic imaging* one technique* techniques pattern pattern*
Stable over In one study
18-24 months m plus AFP
Return to standard Diagnostic Non diagnostic Other Is?u%?éz
surveillance protocol of HCC diagnosis
(6 months)
Repeat biospy
Proceed according or imaging follow-up
to lesion size v
| Change in size/profile |
Repeat imaging
and/or biopsy
| Positive | | Negative |—
v v v v

Diagnosis of hepatocellular carcinoma established

*Typical vascular pattern is defined as an arterial hypervascularized nodule with venous washout.

Figure 1. Algorithm for investigation of a nodule found on ultrasound during screening. AFP: alpha-fetoprotein; HCC: hepatocellular carci-
noma (adapted from Bruix and Sherman8?).

Liver transplantation from 2002 to 2006%. Twelve (18%) deaths occurred
f . Eier a edran follow of 12 months. The survival
Since the widespread USN@H@,aﬁ:t the sﬂ;@tl%r{au é§:® and three years were 88%

medium-term survival of HIV- mfected patrents recelv- (74-94%), 77% (59 88% and 66% (43-81%), respec-
ing liver transplantation has mar pﬁlpf@q W m ve been reported in France®
a consequence of this, liver trans Iantatro as be- rom iversity of Pittsburgh®. However, HCV
come an option of treatme in Hl\gri V-coinfected  recurrence is universal and rapid progression of fibro-
patients with ESLD®"#8, T\N e QLHJ@& \\&ld Bo&EEm {02449 patients at five years, The
liver transplantation in the HAART era was undertaken role that therapy with pegylated interferon plus ribavirin
in San Francisco (USA) with promising Sug urba |5) 'n controlling recurrent hepatitis C is cur-

as nine of 10 patients survived after a median follow- u rently un er evaluation¥394,
of 480 days®. However, only four (40%) of the liver r{protoools currently used to include HIV-infected
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Table 2. Criteria for considering liver transplantation in

HIV-infected patients in Spain

Liver-related

HCV-Related End-Stage Liver Disease in HIV-Coinfection

MELD score for survival in the HIV-infected population
may be lower than in HIV-uninfected patients®9:97, In
this sense, it has been reported that 25% of HIV-in-
fected patients who are potential candidates for liver

Child-Turcotte-Pugh stage B or C.

One of the following clinical decompensation:
- Hepatic encephalopathy.

- Refractory ascites.

- Hepatorenal syndrome.

- Uncontrolled portal gastrointestinal bleeding.
- Spontaneous bacterial peritonitis.

— Early stage hepatocellular carcinoma.

- Severe malnutrition.

HIV-related

transplantation die while in the waiting list or during the
evaluation process®. Nevertheless, these data prob-
ably also reflect that referral to liver transplantation
evaluation is still not a common practice among physi-
cians caring for HIV-infected patients. Data on the op-
timal timing for liver transplantation and specific prog-
nostic scores for HIV-infected patients are needed.
The current criteria for considering liver transplanta-
tion in HIV/HCV-coinfected patients in Spain are sum-
marized in table 2%°1% The updated HIV-specific cri-
teria for liver transplant candidates in the USA are
published elsewhere®. They do not significantly differ
from Spanish recommendations, with the exception of
the previous opportunistic complications allowed.
Namely, the only opportunistic complications excluded

Clinical criteria:

- None of AIDS-defining opportunistic infections, except
tuberculosis, esophageal candidiasis or P. jiroveci
pneumonia.

Immunologic criteria:
— CD4 cell count > 100 cells/ul.

— Patients who have suffered from tuberculosis,
esophageal candidiasis or P. jiroveci pneumonia must
have a CD4 cell count > 200 cells/pl.

- Patients who do not fulfill the criteria for starting
HAART must have a CD4 cell count > 350 cell/l.

Virologic criteria:

- Undetectable viral load (< 50 copies/ml) at the time of
the transplant or have effective and durable
therapeutic options for HIV infection during the
posttransplant period.

General criteria

in the U.S. criteria are progressive multifocal leukoen-
cephalopathy, chronic intestinal cryptosporidiosis and
multidrug-resistant systemic fungal infections, as au-
thors consider that the remaining opportunistic infec-
tions can be efficaciously treated and prevented®.

Conclusions

End-stage liver disease is a leading cause of mor-
bidity and mortality in HIV/HCV-coinfected patients.
The clinical profile of decompensated cirrhosis in the
coinfected population is different from that found in
HCV-monoinfected individuals. Ascites and HE are
much more frequent, whereas HCC seems to be rare.
Liver transplantation should be considered early in the
management of these patients, since mortality after the
first hepatic decompensation is high.
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