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Diversity of Presentations In Decompensated Chronic
Liver Disease Due To HCV

INTRODUCTION

Hepatitis C is rapidly emerging as a major
health problem in developing countries
including Pakistan. There is a high frequency of
HCV seropositive individuals of both sexes
among patients referred for chronic liver disease
from different parts of Pakistan both urban and
rural and among all socioeconomic classes. (1,7)
An estimated 170 million people worldwide
suffer from HCV infection. (8,9) Acute hepatitis C
virus (HCV) infection is often a clinically silent
infection, and is therefore rarely detected. A
high index of clinical suspicion in addition to
careful serological and virological assessment is
required to identify the disease, and to
determine the eventual clinical outcome after
primary infection; the minority of acutely
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infected individuals spontaneously controls
viremia in long term whilst the majority
becomes chronically infected. It becomes very
important to diagnose these silent and more than
often ignorant victims at early stages.(10,11) We
decided to evaluate the patients presenting with
decompensated chronic liver disease due to
HCV infection on different parameters so that
some recommendations for prevention and early
intervention can be inferred from this
experience.
MATERIALS AND METHODS
This multicenter study was carried out at
Medical Unit II Allied Hospital Faisalabad and
respective hospitals of the contributors, from 1st
47

January 2010 to 31st December 2010, on
patients presenting for routine consultancy or as
emergency. Diagnosis of decompensated CLD
was confirmed through clinical examination,
available
record
and
fresh
relevant
investigations. All the data was recorded on
prescribed proforma.

Figure-2
Age wise presentation of Patients
decompensated cirrhosis of liver due to HCV
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INCLUSION CRITERIA
Any patient fulfilling the diagnostic criteria of
decompensated CLD due to HCV
EXCLUSION CRITERIA
Decompensated CLD due to any cause other
than HCV, Coinfection or superinfection with
other hepatitis virus and associated alcoholism
or metabolic diseases contributing to cirrhosis

Place of Study
Medical Unit II Allied Hospital Faisalabad and
respective hospitals of the contributors
RESULTS
We had 340 new cases of decompensated
chronic liver disease due to hepatitis C virus.
190 (56%) were females and 150 (54%) were
male.
Figure-1
Percentage of Male and Female Patients
presenting with Decompensated Cirrhosis of
Liver due to HCV
Figure 1
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20 (5.8%) patients were below 40 years of age, 100
(29.4%) were 40-50 years, 140(41.1%) were 51-60
years and 80 (23.5%) were above 60 years.
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In terms of presentation 220 (64.7%) had clinical
ascites, 70 (20.5%) had spontaneous bacterial
peritonitis, 130(38.2%) presented due to altered
conscious level and150 (44.1%) had evidence of
upper GI bleed.
Figure-3
Various
modes
of
presentations
in
Decompensated Cirrhosis of Liver due to HCV
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It was inferred from history that Hepatitis C was
detected on routine investigations in 170 (50%)
patients, 10(2.9%) patients were detected while
being investigated for clinical jaundice, 50 (14.7%)
were detected while being investigated for previous
upper GI bleed, 80 (23.5%) were detected while
being investigated for CLD, 10 (2.9%) were detected
while being investigated for epigastric discomfort
and 20 (5.8%) were detected while being
investigated for altered conscious level. When these
patients were examined, palmer erythema
290(85.2%), ascites 220(64.7%), splenomegaly
200(58.8%), pitting ankle edema, 180(52.9%)
hepatomegaly, 150 (44.1%) jaundice, 140 (41.1%)
altered conscious level, were the commonest clinical
findings. Breast atrophy 50(14.7%), spider angiomas,
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and gynecomastia, each 40(11.7%), purpuric spots
20 (5.8%) and scratch marks 10(2.9%) were the less
common signs in descending order. When Childs
Score was assigned after relevant investigations,
there were 235 (69.1%) with Score B and 105(30.4%)
with Score C.
DISCUSSION
Hepatitis C is rapidly emerging as a major health
problem in developing countries including Pakistan.
There is a high frequency of HCV seropositive
individuals of both sexes among patients referred for
chronic liver disease from different parts of
Pakistan.1 Patients educational level has a strong
influence on their awareness about the cause, organ
of involvement, prevalence in society, presentation,
and vaccination for Hepatitis B and treatment of
these diseases. 1 Among medical and dental students
of Lahore, 1.1% was positive for HBsAg and 2.1%
were positive for HCV antibodies. 3 There is very
high frequency of hepatitis B and C in general rural
population of central Sindh and among healthy male
army/naval recruits compared to other areas of
Pakistan.4,5 Similarly in India, HCV is a significant
cause of chronic liver disease although HBV
infection continues to account for the largest
proportion of cases.6 The global epidemiology of
hepatitis B and C demonstrates a predominantly
declining prevalence of the diseases. Improvement
in the control of hepatitis B has been largely
achieved with implementation of a more universal
HBV vaccine program, although a large gap still
remains in the effort toward global prevention of
hepatitis B. The transmission of hepatitis C has been
greatly impacted by mandatory screening of blood
donors in most countries, although intravenous drug
use continues to be a major source of infection.
Public education regarding the risks of exposure to
infected paraphernalia as well as household items
such as razors is necessary in the continuing effort to
curb this disease. 7 An estimated 170 million people
worldwide suffer from HCV infection. According to
one study from Ireland, which compares well with
other European and north American figures, the
predominant genotypes were 1b (33%), 3a (28%)
and 1a (26%). Most patients (78%) were
asymptomatic at the time of detection and only four
(7%) gave a history of jaundice. 8, 9 Acute hepatitis C
virus (HCV) infection is often a clinically silent
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infection, and is therefore rarely detected. A high
index of clinical suspicion in addition to careful
serological and virological assessment is required to
identify the disease, and to determine the eventual
clinical outcome after primary infection; the
minority
of
acutely
infected
individuals
spontaneously controls viremia in long term whilst
the majority becomes persistently infected. Host
factors including gender, age at time of infection,
prior resolution of infection, symptomatic infection,
host immune responses, and viral factors such as the
nature of the infecting quasispecies and more
speculatively viral genotype, are some features that
have been correlated with disease outcome. In spite
of this, on an individual patient level, it is currently
not possible to predict those that will resolve
infection. 10. A significant number of patients present
for the first time with decompensated liver disease
and a similar proportion are not aware of the disease
till late. Mortality in liver disease is related to
advance Child-Pugh class. Most patients who died
because of upper GI bleed were in Child class C.
Upper GI bleed is the single most common cause of
mortality in advanced disease. 11 The agent
responsible for more than 80% of the parenterally
transmitted non-A-non-B hepatitis was designated as
hepatitis C virus (HCV). Diagnosis of HCV
infection relies on anti-HCV and HCV-RNA
detection.
Using
second-generation
assays,
diagnostic sensitivity has increased to about 95%,
but detection of anti-HCV doesn’t distinguish past
from present infections. Only rising anti-HCV titers
or HCV seroconversion confirm a recent HCV
infection. In anti-HCV-negative infections and cases
of early acute hepatitis, HCV-RNA detection by RTPCR represents a valid diagnostic alternative.12, 13, 14,
15
The HCV genotype should be systematically
determined before treatment, as it determines the
indication, the duration of treatment, the dose of
ribavirin and the virological monitoring procedure.
HCV RNA monitoring during therapy is used to
tailor treatment duration in HCV genotype 1
infection, and molecular assays are used to assess
the end-of-treatment and, most importantly the
sustained virological response, i.e. the endpoint of
therapy.16 Only patients with detectable HCV RNA
should be considered for pegylated interferon alfa
and ribavirin therapy and the HCV genotype should
be systematically determined before treatment, as it
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determines the indication, the duration of treatment,
the dose of ribavirin and the virological monitoring
procedure. HCV RNA monitoring during therapy is
used to tailor treatment duration in HCV genotype 1
infection, and molecular assays are used to assess
the end-of-treatment and, most importantly the
sustained virological response, i.e. the endpoint of
therapy. 17 A patient's pretreatment HCV viral load
and the rate of virus decline during therapy have
been shown to correlate with the likelihood of longterm response to antiviral therapy. 18 Oxidative stress
has been increasingly implicated in the pathogenesis
and progression of cirrhosis. Oxidative stress is
associated with the development and progression of
cirrhosis. 19 Hepatic fibrosis is the main determinant
of clinical outcomes of chronic hepatitis C. Liver
histology is frequently considered the gold standard
for assessing hepatic fibrosis. However, liver biopsy
is associated with sampling error; inter observer
variability, and potential complications. Clinical
examination is unreliable in differentiating different
stages of compensated liver disease. Among the
routine laboratory tests, decreased platelet count,
increase in the ratio of aspartate to alanine
aminotransferase (AST/ALT), and prolonged
prothrombin time are the earliest indicators of
cirrhosis and portal hypertension. Initial evaluation
should focus on assessment of activity and stage of
liver disease for prognostication and decisions
regarding treatment, and to rule out co-infections
and other causes of liver disease. Subsequent followup should focus on detection of liver disease
progression and the need for treatment. The
frequency of monitoring and the tests used will
depend on the patient's age, stage of liver disease,
and comorbid conditions. 20 Cirrhosis develops in
about one third of patients with chronic HCV
infection leading to altered architecture and reduced
mass along with abnormal function. Different
parameters and classifications are used to classify
the severity of cirrhosis. These are Fibro Meter,
Fibrotest,
and
Hepascore
and
aspartate
aminotransferase to platelet ratio index (APRI).
Observed 100% negative predictive values for
severe fibrosis and cirrhosis were, respectively, 15.4,
47.5%, 3.6, 31.9%, 0.3, 24.6%, 1.4, and 5.3% of
patients. Using the most accurate original test,
cirrhosis can be excluded in 47.5% of patients and is
correctly diagnosed, as significant fibrosis, in 100%
A.P.M.C Vol: 5 No.1 January-June 2011

of patients. 21 Cirrhosis can be divided into 4 stages:
stage 1, no varices, no ascites; stage 2, varices
without ascites and without bleeding; stage 3,
ascites+/-varices; stage 4, bleeding+/-ascites. Yearly
mortality ranges from 1% in stage 1 to 57% in stage
4. According to this study, the results compares well
with our experience, the yearly incidence of
esophageal varices is 5-7%; their rate of enlargement
is 10-12% per year. The incidence of variceal
bleeding is about 25% at 2 years. Bleeding stops
spontaneously in about 50% of cases but early rebleeding occurs in 30-40% of patients. Bleedingrelated mortality has declined over time and is now
around 20% at 6 weeks. 2 % patients expired in
Child-Pugh Class A, 30% in B and 68%, in ChildPugh Class C. Of these 54% patients expired due to
upper GI bleed, 40%, patients due to sepsis and 6%,
with other causes. Most patients who died because
of upper GI bleed were in Child class C. 11, 22 In
another study, average duration between diagnosis
and death was 8 years. Child-Pugh Class C was
associated with significantly higher mortality due to
upper GI bleed. 23 For assessing prognosis in
patients with liver cirrhosis or HCC, there seems
little reason to replace the well established ChildTurcotte-Pugh score. 11 Error! Reference source
not found. Inclusion of serum creatinine can
improve the prognostic value of Child-Pugh
classification particularly class B in which the serum
creatinine play a major role in properly predicting
the survival as well as cirrhosis related
complications. 24 Although abdominal ultrasound can
detect the hepatic and extra-hepatic changes
consistent with cirrhosis, its ability to distinguish
chronic hepatitis from compensated cirrhosis is
limited. Serum markers can rule in or rule out
fibrosis in up to 35% of patients but, in individual
patients, cannot differentiate the stages of fibrosis
reliably. Transient elastography (Fibroscan) is of
useful value for the non-invasive diagnosis of
cirrhosis. At a cut-off of 21.5 kPa, transient
elastography (TE, FibroScan) predicted the presence
of OV with 76% sensitivity and 78% specificity and
correctly classified 73% of patients. TE is currently
the most accurate non-invasive method for early
detection of cirrhosis in CHC (cut-off: 12.5 kPa), as
compared with other available methods, but cannot
replace endoscopy for OV screening. Recently, a
more objective scoring classification, the model for

50

end-stage liver disease (MELD), has been shown to
predict accurately the 3-month mortality for cirrhotic
patients awaiting transplantation. 22, 25 Campbell and
Pugh 5-15 scores correlated closely and can be used
interachangeably. As Campbell classification does
not contain the more elaborate prothrombin time
determination, it probably can be used anywhere in
the world. Ascites (degree) and Ascites/Nutritional
State (ANS) scoring, only use history and physical
examination and are, or remain, although less
refined, clinically relevant. 25,26
CONCLUSION AND RECOMMENDATIONS
HCV infection is more likely to go into chronic
phase with possibility of complications. It has a very
high worldwide incidence. Most of the time HCV
infection remains asymptomatic and is detected very
late with complications or symptoms are very vague
and non-specific like fatigue, epigastric discomfort,
burning hands and feet. This silent killer needs
vigilance in screening at primary health care level.
Every healthy person must be periodically screened
for new infection and at more frequent intervals in
high risk groups like medical profession, diabetics,
dialysis dependant patients and intravenous drug
abusers and addicts. In infected patients proper viral
assessment in terms of type and viral load are
essential for proper early therapeutic intervention.
Once chronicity leads to cirrhosis, proper grading,
regular screening for early complications and
therapeutic interventions like band ligation for
esophageal verices, prevention of Spontaneous
Bacterial Peritonitis and dietary modifications like
salt and protein restrictions are the mainstay of
management.
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