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HEPATITIS C: A LEADING CAUSE OF CIRRHOSIS
AT DHQ HOSPITAL D.I.KHAN
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Heptatic cirrhosis is a common condition in our country and because of its morbidity and mortality the financial implications of this disease are enormous for our health care system. Diagnosis of cirrhosis, especially in the advanced stage, means ultimate progression to death due to
the complications occurring in due course of the disease. It is therefore important to know about
the main factors responsible for this condition so as to avoid or remove them before establishment of this deadly disease. Alcohol is an important cause of cirrhosis in the western world but
in developing countries hepatotropic viruses namely Hepatitis B virus & Hepatitis C virus are
mainly responsible for this condition. The aim of this study was to know about the recent situation regarding causation of this disease in our area and to make comparison with similar studies carried out elsewhere. This study was conducted in department of medicine at DHQ Teaching Hospital D.I.Khan from 1st January 2003 to 30th April 2006. All cirrhotic patients attending
this hospital were admitted to the Medical Unit. Serum was tested for Hepatitis B surface antigen and for Hepatitis C virus antibodies by ELISA. A total of 336 patients were studied. Their
variables were recorded and analyzed. Out of 336 patients, 190 (56.54%) were HCV positive,
102 (30.35%) were positive for Hepatitis B Surface antigen. Sixteen (4.76%) were having markers of both Hepatitis B & Hepatitis C virus indicating dual infection. In 28 (8.33%) patients there
was no evidence of infection with either Hepatitis B or Hepatitis C virus. Two hundred & twenty
eight (67.85%) patients were males and 108 (32.15%) were females. As a conclusion cases of
cirrhosis due to Hepatitis C virus outnumber all other causes and the condition is more common
in males.
Cirrhosis results from persistent and longstanding
damage to liver due to a variety of causes. In
developing countries Hepatitis B virus (HBV) and
Hepatitis C virus (HCV) are mainly responsible for
the condition whereas in the West alcohol consumption is responsible for a significant number of
cases of cirrhosis. However even in countries like
United States HCV is the leading cause of death
from liver disease1 and more than 2.7 million
people are having ongoing HCV infection. Previously HBV was considered as the common cause of
non-alcoholic cirrhosis but with the availability of
screening tests for HCV, the situation seems to be
different3. In Pakistan screening of blood donors
has revealed prevalence of HCV as 0.5 to 14%4,5.
The primary sources of HCV infection are infected
blood or blood products. Although sex with infected partner, multiple sexual partners and perinatal
exposure are other potential sources of HCV
transfusion6-8, sexual transmission between monogamous partners is rare9 and transmission at the
time of delivery is 1 to 5%10. Additional risk factors
for HCV transmission are folk medicine practices
such as acupuncture, body piercing, tattooing and
even commercial barbering10. Spontaneous cure of
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HCV infection occurs in 15 to 45% of patients10.
The remaining patients are HCV infected and 5 to
20% of these patients develop cirrhosis over a
period of two or more decades11,12. Old age, male
sex, associated alcohol consumption of more than
50gm/day, obesity and HIV co-infection increases
the chances of progression to cirrhosis.13-15
The increasing role of HCV in cirrhosis does
not mean to underestimate HBV. It is estimated
that 400 million people worldwide have chronic
HBV infection16, causing 0.5 to 1.2 million deaths
every year and being the 10th leading cause of
death worldwide17. Prevalence of HBV infection
varies from 0.1% to 20% in different parts of the
world18, being 10% in Pakistan19. Although mode
of transmission of HBV and HCV resemble each
other, sexual transmission and perinatal transmission are more common in HBV infection.18,20 Paients with chronic HBV infection have a 15% to
40% risk of developing cirrhosis21, liver failure or
hepatocellular carcinoma20. Because of increased
risk of hepatocellular carcinoma in cirrhotic patients with HBV21 and HCV,22 many research workers regard cirrhosis as premalignant condition.

HEPATITIS C: A LEADING CAUSE OF CIRRHOSIS

As alcohol consumption was not a common
practice in our patients, therefore majority of the
patients in this part of the world have cirrhosis
either because of HBV or HCV infection or other
non-infectious causes. A previous study conducted
in this department showed very low frequency of
HCV in cirrhotic patients. The aim of this study
was to know about the recent situation in this area
and to make comparison with the study carried out
in this center in the past and studies of similar
nature carried out at other centers.
PATIENTS AND METHODS
The study was carried out in medical unit of District Headquarter (DHQ) Teaching Hospital, D. I.
Khan over a period of 3 years and four months i.e.,
from 1st January 2003 to 30th April 2006. All the
cirrhotic patients, whether newly diagnosed or
known cirrhotic and attending this hospital for the
first time, were included in the study. These
patients belonged to different areas of district D. I.
Khan and adjacent districts and tribal areas. A
total of 336 patients were studied. Diagnosis was
made by stigmata of chronic liver disease, abdominal ultrasound and liver biopsies (if not contraindicated). Venous blood was taken and serum was
tested for Hepatitis B surface antigen (HBs Ag) by
ELISA and Hepatitis C virus antibodies (HCV Ab)
by third generation ELISA. In all patients with
ascites, ascitic fluid was examined for spontaneous
bacterial peritonitis (SBP). Other investigations
were done according to the presentation of the
patients and treatment was given accordingly.
Variables were recorded, analyzed and comparison
was made with other studies.
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comprising 133 (58.33%) male patients and 57
(52.77%) female patients. One hundred and two
(30.35%) were positive for HBs Ag, 68 (29.82%)
being male and 34 (31.48%) being female. In 28
(8.33%) patients there was no serological evidence
of either HBV or HCV infection. Included in this
group were 17 (7.45%) male and 11 (10.18%)
female patients. Sixteen (4.76%) patients were
having dual infection with HBV and HCV, 10
(4.38%) being male and 6 (5.55%) being female.
Thus out of 336 patients, 228 (67.85%) were males
and 108 (32.14%) were females. Age range was
from 16 to 98 years, mean age being 56.2 years.
More than 70% of the patients were in the age
group 45 to 75 years.
Table 2 shows the presenting features and
complications in these patients. Ascites was the
most common presentation being present in 256
(76.19%) patients comprising 153 (67.10%) male
and 103 (95.37%) female patients either alone or
in association with other complications. Varying
grades of encephalopathy were present in 142
(42.26%) patients, 90 (39.47%) being males and
52 (48.14%) being females. Haemetemesis and or
malaena was present in 106 (31.54%) patients, 72
(31.57%) being male and 34 (31.48%) being
females. SBP occurred in 46 (13.69%) patients, 30
(13.15%) being male and 16 (14.81%) being female.
Hepatorenal syndrome was the complication in 38
(11.30%) patients, 21 (9.21%) being male and 17
(15.74%) being females. Hepatocellular carcinoma
was the least common complication affecting 23
(6.84%) patients, 13 (5.70%) being male and 10
(9.25%) being female. Female contributed less to
the total number of patients, otherwise neither the
viruses nor the complications of cirrhosis have got
any regard for sex.

RESULTS
Out of 336 patients shown in Table 1, seromarkers
for HBV and HCV were as such (Table 1). One
hundred and ninety (56.54%) were HCV positive

DISCUSSION
This study has shown that HCV is more common
than HBV infection in patients with cirrhosis and
patients having dual infection with
HBV and HCV are least common.
Table 1: Serological markers of HBV and HCV in 336 cirrhotic
This is in accordance with studies
patients
conducted at other centers. One of
these studies3 has shown HCV Ab
Male
(228)
Female
(108)
Total
(336)
and HBs Ag positivity as 52% and
Serological
24% respectively, dual infection
Markers
No.
% age
No.
%age
No.
%age
with HBV and HCV as 8% and
patients having no evidence of
HCV Ab
133
58.33
57
52.77
190
56.54
either infection as 16%. Studies
HBs Ag
68
29.82
34
31.48
102
30.35
carried out by Nadeem et al23
showed HCV Ab positivity of 55%
No markers
17
7.45
11
10.18
28
8.33
compared to HBs Ag positivity of
23%. Nine percent were positive
Dual Infection
10
4.38
6
5.55
16
4.76
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Table 2: Presenting features and complications in 336 cirrhotic patients
Male (228)

Female (108)

Total (336)

Presentation
No.

% age

No.

%age

153

67.10

103

95.37

256

76.19

Encephalopathy

90

39.47

52

48.14

142

42.26

Haemetemesis and or
Malaena

72

31.57

34

31.48

106

31.54

SBP

30

13.15

16

14.81

46

13.69

Hepatorenal syndrome

21

9.21

17

15.74

38

11.30

Hepatocellular carcinoma

13

5.70

10

9.25

23

6.84

Ascites

for both HBV and HCV and in 13% patients the
cause remained unknown. HCV Ab positivity of
more than 50% has also been reported in another
study24. However the results of the present study
are in sharp contrast to the study conducted25 in
this department a few years back. This previous
study showed that a large number (44.6%) of
cirrhotics were HBs Ag positive followed by
patients having no serological evidence of HBV
and HCV. Patients with HCV alone were responseble for only a small number (13.3%) of cirrhotic
patients.
The reasons for this difference could be the
following.
1.

As there were only sixty patients in the previous study (compared to 336 in the present
study) therefore there are increased chances of
random error in the previous study because of
the small size of the sample.

2. With increasing awareness, vaccination
against HBV is increasing so that spread of
HBV and therefore contribution of HBV to cirrhosis is decreased. However in case of HCV
no effective vaccine is available. This can
result in increasing cases of HCV in people at
risk. Progression of disease in will mean
increasing cases of cirrhosis due to HCV.
3. HCV is a comparatively newly diagnosed virus,
identified 1st in 198826 and with the passage of
time we will know more about various aspects
of this disease. This may help in knowing
about the increasing role of HCV in cirrhosis.
4. The method used for screening for HBV and
HCV in the previous study was immunochromatographic technique (ICT), one step
device (Acon Laboratories)25 and in this preBiomedica Vol. 22 (Jul. - Dec. 2006)

No.

%age

sent study ELISA was used for detection of
HBV and HCV. The sensitivity and specificity
of ICT is less than that of ELISA and the
manufacturers recommendations are that a
negative test for HBs Ag and HCV Ab does not
preclude the possibility of HBV and HCV
infection respectively. A false negative ELISA
can occur in newly diagnosed patients (antibodies not yet developed), and in immuncompromised patients such as HIV infection and
chronic haemodialysis27. However the patients
in our study belonged to non of these groups
and therefore ELISA in these patients should
be considered accurate. This difference in the
method used may be one of the factors responsible for large number of cases (40%) having
no markers of either HBV or HCV and small
number (13.33%) cases of HCV in the previous
study compared to 8.33% with no markers of
either infections and 56.54% HCV Ab postivity
in the present study.
Males were more than female patients in all
these studies. This could be either because of
greater exposure of males due to their occupation
or other life activities or because of underutilization of health resources by females so that they
escape detection and remain unreported.
It is Concluded that HCV infection is a leading cause of cirrhosis in this part of the world and
male cases outnumber female cirrhotics in HBS Ag
positive, HCV positive, patients with dual infection
as well as patients having no markers of either
infection. The magnitude of the problem, especially due to HCV, could be decreased in various
ways.
•

Attention should be paid to the detection of
HCV infection before it becomes irreversible
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so that the condition could be treated by
appropriate therapy. All high risk individuals
should be screened for HCV infection, regularly.
•

In order to prevent the spread of infection,
HCV infected persons should be advised not to
share toothbrushes and dental or shaving
equipment. HCV infected persons should not
donate blood, body organs or other tissues.

•

Public awareness regarding spread of the disease and avoidance of risk factors is needed.
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