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SUMMARY : The hepatitis C virus (anti-HCV) antibodies were investigated in 73 patients with chro-
nic liver disease. The state of the hepatitis B virus (HBV) infection was also evaluated. Patients with chro-
nic liver disease wuas distributed as follows : Cirrhosis 54, chronic active hepatitis 14, chronic persistent

hepatitis 5.

Nineteen patients who had pathology excluding chronic liver disease formed the control group. When
the serologic testing for hepatitis B virus was taken into consideration, 50.68 % of HBV infection in chronic
liver disease was encountered and 13.69 % of the patients had anti - HCV positivity. Multiple virus infecti-
on with HBV and HCV was found in 15.06 % of the patients. Fifteen cases (20.54 %), 14 of which had cirr-
hosis, did not reveal positive serologic test. In the control group HBV infection was observed in 36.84 %
and no anti - HCV was detected. There was a history of 9.3 % of blood transfusion and / or operation in the
patients with cirrhosis caused by HBV and, 75 % in the patients with cirrhosis caused by HCV. Moreover,
there was blood transfusion in 28.5 % patients with cirrhosis who did not have positive serologic testing.

We concluded that HBY and HCV infection plays an important role in chronic liver disease. Anti - HCV
prevalence in our patients who had blood transfusion history is lower than reported in the literature. In our
country, other facrors may play an important role in transmission of HCV. }
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INTRODUCTION cirrhosis develops (2, 14). Patients undergoing
transfusion of blood and blood products, hemodi-
alysis patients, those who use intravenous drugs
and undergoing tattooing are under a high risk (1.
3). In urine and semen samples, anti-HCV antibodi-

hepatitis cases caused by transfusion (9). In 1974, it
b : . y e .. ©) . ¢s and HCV RNA could be detected (11). It can pe-
was found that this was not hepatitis A and the dise- . S

netrate from the cracks and open injuries on the

ase was named as post-tranfusion non-A, non B he- . . .
C o . skin. Sexual and perinatal transmission arc also
patitis (8). The agent which was spread by parente- .
N o . considered (4, 12).
ral transmission was later named as C virus (HCV).

At the beginning of 1970s as blood donors were
screened for hepatitis B, it was discovered that
another agent was responsible for the majority of

Fifty percent of non-A, non-B hepatitis caused by Many studics showed that HCV has an impor-
HCV, becomes chronic and in 25 % of the patients tant role in the etiology of chronic liver disease

109



(CL.D). In our country., where the viral agent is the
most important cause in CLD, it is thought that
HCV, like HBV, is an important threat as HCV anti-
bodics are found.

This study was planned in order (o investigate
the anti-HCV prevalence in CLD, which was diag-
noscd and observed in our department and to scruti-
nize the state of the HBV infection again.

MATERIALS AND METHODS

The study was carried out with 73 patients who
had CLD that was confirmed by mcans of clinical,
biochemical. ultrasonografical, endoscopic and
histopathologic observations. Fifly five of the pati-
ents were male. 18 of them were female and the ave-
rage ol age was 47.7. The distribution of CLD is as
follows: cirrhosis 54. chronic active hepatitis
(CAH) 14, and chronic persistent hepatitis (CPH) 5.
Nincteen patients formed the control group. In this
group. there were 13 males and 6 females and the
average age was 50.3. Controls were composed of
following patients : Diabetes mellitus 2, metastatic
liver cancer 2, vena porta thrombosis 5, Gilbert 1,
seconder sclerosing cholangitis 1, polycthemia ve-
ra [, choledocolithiasis |, pancreatitis 1, pancreatic
cancer 1, liver steatosis 2, toxic hepatitis 2. Serum
AST, ALT. akaline phosphatasc, GGT, bilirubin
values of the paticnts were measured by means of
routine biochemical methods. Mcan ALT levels
were 56.35 1U in cirrhosis, 56.6 IU in CPH, 107.28
IU in CAH. The serologic markers HCV antibodies
{anti HCV) were tested with second - generation
ELISA (ABBOTT laboratories).

RESULTS

The scrologic viral markers and the prevalence
ol HBV and HCV infections are shown in table |1
and 2. When the other serologic markers of HBSAg

and of HBV were (aken into consideration, it was
found that there was 50.68 % of HBV infection in
CLD. 13.69 % of patients had positive anti-HCV
antibodies. 15.06 % of the patients with CLD, had
HBV+HCV together. 15 cases (20.54 %), 14 of
which had cirrhosis, did not have positive serologic
markers for HCV. Seven of thesc patients were al-
coholic cirrhosis and eight of them didn't have posi-
tive serologic marker for HCV or alcohol abuse his-
tory. In the control group HBV infection was found
in 36.84 % of the paticnts and they were negalive
for anti HCV antibodies.

DISCUSSION

In this study, all the patients with CLD who had
liver cirrhosis (LC), CAH and CPH had the preva-
lence of HBV infection higher than HCV infection.
In a study reported from Taiwan, paticnts with ciri-
hosis had 74.5 % of HBs Ag and 27.4 % ol anti-
HCV antibodies.

In our cases with LC, when 31.4 % of HBsAg
and the other markers of HBV are taken into consi-
deration, HBV inlection is 46.2 % and anti-HCV is
positive in 14.8 9. Still in the same study, while pa-
tients without liver discase who formed the control
group had 16.6 % ol HBsAg and 10.5 % of anti-
HCV antibodics, in our control group HBsAg was
5.2 %, HBV infection was positive in 36.84 % and
there weren't anti-HCV antibodics. In the control
group, the state of HBsAg and ol anti-HCV is com-
patible with the normal population.

The prevalence of HCV antibody in healthy po-
pulation in different geographical areas are betwe-
en 0.1 % and 5.2 % (6, 10). In another study, no anti-
HCV antibodies in healthcare professionals were
found (15). In our control group, the reason why
HBYV infection is high may be related to the group
that formed. Some of the patients with CLD had

Serologic Testing Cirrhosis (n=54)

CAH¥* (n=14) CPH** (n=5)

n % n % n e

HBsAg 17 314 7 50 3 60
anti HBc+ anti HBe 8 14.8 | 7.1 I 20
anti HCV 8 14.8 2 14.2 - -
HBsAg+anti HCV 2 3.7 l 7.1 1 20
anti HBe+anti HCV 3 9.2 2 14.2 - -
(-) 14 25.9 1 7.1 - -

# CAH : chronic active hepatitis
#5 CPH @ chronie persistent hepatitis

Table |2 Serologic testing for anti HCV antibodies in CLID (Cirrhosis. CAH, CPH).
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HBYV HCY HBV+HCV
n % n % n %
Cirrhosis 25 40.2 8 14.8 12.9
CAH* ! 57.1 2 142 3 214
CPH 4 80 - - | 20

= CAH : chronic active hepatitis
#3 CPH @ chronice persistent hepatitis

Table 2 : HBY and HCV infection in CLD.

HBYV and HCV infections together (15.06 %).

Dolar et al from Turkey reported anti-HCV anti-
bodies in 26.92 % of the patients with, CLD, they
found HBV and HCV together in 10.71 % of the pa-
tients (5).

We did not find any positive viral serologic mar-
kerin 25.9 % (15/54) ol our paticnts who had LC
and in 7.1 % (1/14) who had CLD. Liver disease in 7
ol them was caused by chronic alcohol drinking.
There was blood translusion history in 2 of 8 pati-
ents who did not have positive serologic markers
and who did not drink alcohol. Although anti-HCV
antibodies was negative in these patients, it can be
said that paticnts with cirrhosis caused by HCV
may increasc in casc that HCV-RNA is examined.

In our study, there was 9.3 % of blood translusi-
on and/or operation in patients with cirrhosis cau-
sed by HBV and 75 % in patients with cirrhosis cau-
sed by HCV. There was anti-HCV in 8 of 12 pati-
ents (66.6 %) who had blood translusion history.
This scems 1o be lower than the proportion (76-89
%) informed in literature (7. 13). However, it is tho-
ught that blood transfusion and operations have an
important role in ransmision of HCV infection and
in the devolopment of CLD.

According to our findings, HBV and HCV in-
[ection has an important role in the devolopment of
CLD. In our country. it can be said that other factors
excluding transfusion may play an important role in
the ctiology of CLD caused by HCV.

Since there is no vaccine for hepatitis C, it s ne-
cessary Lo screen blood donors regularly in order to
prevent ransmission ol the infection and to make
advanced obscrvations widespread in order to
bring up the existence ol the infection in a reliable
way,
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