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Abstract  

Background: Assessment of the stage of liver fibrosis is important for diagnosis, treatment, and 

follow-up both during treatment and after cessation of treatment. A liver biopsy is considered the 

gold standard for assessing liver histology but, with many limitations. Recently, many non-

invasive markers (NIMs) for assessing liver fibrosis have been developed, and they are frequently 

used in clinical practice. They have been validated in different studies, and some were found to be 

highly accurate in the assessment of liver fibrosis compared with liver biopsies (1). 

Aim of the Work: The aim of this work is to assess role of liver fibrosis using APRI, FIB4, and 

GUCI -as predictors of liver fibrosis- to assess responders and relapsers to Sofosbuvir-based 

regimen therapy in Egyptian patients with chronic HCV infection. 

Patient and Methods: This study included eighty 80 egyptian patients divided into 2 groups according 

to response to treatment: 

Group 1 (50 patients) were patients maintaing sustained virological response and Group 2 (30 patients) 

were patients who failed the treatment either Non-responder or relapser.  

Relapse and non-response are defined on the basis of the virological response to treatment.  

Patients were subjected to pre-treatment laboratory workup. Pre-treatment blood samples were 

collected. After data collection, scores (AST-to-platelet ratio index, FIB4 score, and GUCI) were 

calculated according to each score equation. 

Results: In APRI, there was a statistical significant difference between both groups (p=<0.001*) 

with a mean difference and standard deviation (1.215±1.011) versus (0.316± 0.181) 

respectively.In Lok index, there was a statistical significant difference between both groups 

(p=<0.001*) with a mean difference and standard deviation (0.487±0.272) versus (0.290± 0.162) 

respectively.  In FIB-4, there was a statistical significant difference between both groups 

(p=<0.001*) with a mean difference and standard deviation (2.686±2.191) versus (1.025± 0.606) 

respectively. In GUCI, there was a statistical significant difference between both groups 

(p=<0.001*) with a mean difference and standard deviation (1.400±1.221) versus (0.329± 0.190) 

respectively.In CDS, there was statistical significant difference between both groups 

(p=<0.001*) with a mean difference and standard deviation (5.433±1.813) versus (3.780± 1.447) 

respectively.  

Conclusion: This study concluded that there was evidence to recommend using APRI, FIB4, and 

GUCI -as predictors of liver fibrosis- to assess the virological response to Sofosbuvir-based 

regimen therapy in Egyptian patients with chronic HCV infection. 
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Introduction 

HCV infection is one of the main causes of chronic 

liver disease worldwide. In Egypt, which has the highest 

prevalence of chronic HCV, the treatment poses an 

economic burden on the government (El-Zanaty and Way, 

2009). 

Assessment of the stage of liver disease is important 

for diagnosis, treatment, and follow-up both during 

treatment and after cessation of treatment. A liver biopsy is 

considered the gold standard for assessing liver histology 

but, with many limitations (Sebastiani and Alberti, 2006). 

Recently, many non-invasive markers (NIMs) for 

assessing liver fibrosis have been developed, and they are 

frequently used in clinical practice. They have been 

validated in different studies, and some were found to be 

highly accurate in the assessment of liver fibrosis compared 

with liver biopsies (Castera, 2011). 

Ogawa and his colleagues (2015) study showed that 

non-invasive fibrosis assessments (FibroScan, APRI, FIB-

4) are valuable in predicting SVR by prior partial or null 

responders in telaprevir-based triple therapy. 
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Aim of the Work 

The aim of this work is to assess role of liver fibrosis 

using APRI, FIB4, and GUCI -as predictors of liver 

fibrosis- to assess responders and relapsers to Sofosbuvir-

based regimen therapy in Egyptian patients with chronic 

HCV infection. 

  

 

 

  

  

 

 

 

 

 

 

 

 

 



  

3 
 

HCV 

HCV infection is globally one of the main blood-

borne causes of chronic liver disease that affects almost 3% 

of the world’s population, with morbidity and mortality 

rates that are second to HIV among the emerging 

infections. About 160 million people worldwide are known 

to be chronically infected, although most are unaware of 

their infection. HCV infection consequences -on the long 

run- ranges from minimal histological changes to advanced 

fibrosis with or without HCC HCV infection is a global 

disease (Lavanchy, 2011). 

Egypt has the highest HCV infection prevalence in 

the world, estimated at 15% among 15- to 59-year-olds. 

This unparalleled level of prevalence HCV infection 

appears to reflect an epidemic at national level. It has been 

supposed that the epidemic has been caused by parenteral 

anti-schistosomal therapy mass-treatment campaigns 

making it the biggest example of extensive iatrogenic 

transmission. 70–90% of Egyptian patients with chronic 

hepatitis, cirrhosis, or HCC have HCV infections (El-

Zanaty and Way, 2009).  


