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INTRODUCTION AND THE AIM OF THE WORK 

Hepatitis C Vlrus (HCV) has been identified as 

important cause of post-transfusion NANB hepatitis (PT-NANB 

hepatitis) (Simmonds et al., 1990). ANTI-HCV antibodies have 

been often found in post-transfusion, autoimmune, alcoholic 

and cryptogenic chronic active hepatitis (Esteban et a1., 

1989). 

The specificity of diabetes-related anti-

immunoglobtilin-antibodies has been evaluated together with 

other autoantibodies in such cases that present with NANB 

related chronic liver disease. Those cases may be associated 

with orgc-,n or non-organ speci.fic autoimmune disease e.g. 

Grave's disease, autoimmune hemolytic anemla and chronic 

autoimmune hepatitis (DiMario et al., 1990). 

The prevalence of impaired glucose metabolism and DM 

among patients with chronic active hepatitis and cirrhosis 

in the absence of any known diabetogenic risk factors has 

been reported before (Cacciatore et al., 1990). Inoculation 

hepatitis (HBV, HCV) in diabetes treated with insulin has 

also gained interest (Pusztai et al., 1990). 
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Insulin autoantibodies (IAA) may cause false positive 

results in the indirect immunofluorescence test with islet 

cell antibody (ICA) (Scott-Morgan et al., 1990). 

Based on the above data and other studies, it has been 

aiming to explore the immunological background of chronic 

HCV infection and whether it imposes an effect on the immune 

system (much like HBV) or not? 

To fulfil r;_he al!n of this 1.-10rk, about 50 cases 

from chronic HCV infection will be submitted to: 

* Clinical evaluatior1. 

suffering 

* Serological detection of HCV (anti-HCV-RIBA test). 

* Liver biopsy studies. 

* Immunological survey (AMA, ASMA, ANA, LKMl, anti­

actin). 
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Non-A, Non-B hepatitis (NANBII) 

An independently developing idea for evidence of more 

than two immunologically distinctive viruses of human 

hepatitis (i.e agents in addition to HAV and HBV) was found 

in the fact of multiple episodes of acute disease. Havens 

(1956) described a drug addict who had 3 distinct attacks of 

acute hepatitis, separated by intervals of apparently 

complete recovery. The distribution of incubation periods 

following transfusion of the whole blood or its unpooled 

derivatives did not conform to the bimodal pattern expected 

from experimental studies and epidemiologic findings. 

Three explanations might be considered briefly: 

1- Prince et al. (1974) found that cases of transfusion 

associated hepatitis seropositive for HBV markers had 

a mean incubation period of 10.4 weeks, while sero­

negative cases had a mean incubation period of 8. 0 

weeks. 

2- Purcell (cited by Prince et al., 1974) did not find 

serological evidence for HAV infection by immune 

electron microscopy in any of 28 transfusion-associated 

cases also seronegative for HBV markers. 
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3- A substantial proportion of transfusion-associated 

cases of hepatitis were caused by an agent having a 

model incubation period ln the range 45-49 days 

(Mosley, 1975). 

Mosley et al. (1977) later reported a 16 bouts of acute 

viral hepatitis not attributable to either of the two 

recognized hepatitis viruses. None of these ''non-A, non-B'' 

episodes evaluated for infectious mononucleosis and cyto­

megalovirus infections, could be ascribed to either. From 

that evidence, therefore it appeared that the clinical 

syndrome of viral hepatitis was produced not only by the two 

viruses (HA and HB) (hepatitis A and hepatitis B) recognized 

sLnce the 1940's but also, in all probability by 2 non-A, 

non-B agents as 3 patients whom had 4 attacks of acute 

hepatitis proved to have 2 attacks of non-A, non-B hepatitis 

(NANBH) which were immunologically distinct from each other. 

Shirachi et al. (1978) reported an evidence for a new 

hepatitis-specific antigen by double immunodiffusion assays 

between acute and convalescent sera obtained from patients 

with PT-NANBH. The designation hepatitis C (HC) antigen was 

proposed. HC was found in the acute-phase sera of all 13 

PT-NANBH patients with longer incubation and duration 
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periods (type 2) tested, but only transiently in 4 out of 10 

acute phase sera from patients with (type 1) NANBH, with 

shorter incubation and duration periods. 

Antibodies against HC antigen were found in only 30% of 

the type 2 PT-NANBH patients and did not persist for long. 

However, these antibodies were directed specifically against 

HC antigen and moved in a manner similar to 7 S globulin on 

rate zonal centrifugation. Type 2 can be called NANBH of 

longer incubation and durution periods, also SGPT was 

characterized by a plateau pattern. They fir1ally, suggested 

U1ilt there might be more agents in the aetiology of PT­

hepatitis. 
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Diagnosis of NANBH 

Maugh (1980) reported that the difficulties of 

unidentified immunological markers of NANBH were compound 

because the presumed NANB virus apparently produced much 

less antigens than did the HBV, even when the disease was in 

the acute stage. Furthermore both agar gel diffusion and 

counterelectrophoresis types of assays were estimated to be 

a 100 fold less sensitive than the radioimmuno assays used 

for detecting HA (hepatitis A) and HB (hepatitis B) viruses. 

Dienstage (1983) reported that the most compelling 

Pvidence for the exir;tcnce of NANBH agents derived from 

experiment:a l transmission of infection to volunteers and 

11nhuman primates. AltlJouglJ routine availability of specific 

serologic markers for the diagnosis and prevention of NANBH 

remained an elusive goal, promising loads were certain to 

arise from the preliminary studies already reported. 

1- Immunodiffusion liD): one of the first approaches to be 

apparently successful was agar gel ID uslng convalescent 

serum as antibody, Shirachi et al. (1978) detected a 

hepatitis c antigen ''HCA'' in acute phase serum samples from 

17 of 23 patients with PT-NANBH. Adding further to the 

confusion, Ishida et al. (1980) had reported that the HCA 


