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Abbreviations 

(HCV): Hepatitis C Virus, (HIV): human immunodeficiency virus, (RNA): Ribonucleic Acid, 

(IFN): interferon, (RBA): Ribavirin, (SVR): sofosbuvir. 

Introduction 

HCV is a small, enclosed, positive-sense, single, stranded RNA virus with a 9.6 genome [1]. 

chronic hepatitis C virus (HCV)infection is the main cause of liver cirrhosis and 

hepatocellular carcinoma (HCC) [2][3][4]. Hepatocellular carcinoma is common importance 

of HCV-related cirrhosis, with an annual rate of 1%-8% [5]. Chronic hepatitis C infections 

can cause liver injury, with the development of cirrhosis and hepatocellular carcinoma [6].in 

2015, 71 million people universal were living with one of the six major genetic constitution 

hepatitis C, virus (HCV) and 399000 people died from the infection  [7][8]. In high-income 

countries (HIC), the occurrence of chronic hepatitis C is generally below 2%[4].  

The effective treatment selections are today existing universal, with the continuous virologic 

response over 90-95% for new antiviral medication treatment 8-12 weeks. Earlier the 

profile of novel treatments, IFN plus RBV was normal of care. While the sustained virologic 

response was over 50% total, irrespective of genetic makeup, the contrasting effects of 

Interferon (IFN) related behavior were important. Flu-like conditions and even depression 

were not rare mid interferon (IFN) treated patients [9]–[11]. 

In the initial 1990s, a 6-month course of interferon alfa (IFN- alfa) monotherapy, the first 

known treatment for long-lasting HCV, caused in conformed virologic response rates (SVR) 
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of 6-12% [12], [13]. The flexibility of the therapy period to 12 months enhanced SVR to 

16-20%[13]. The adding of ribavirin to IFN-alfa significantly improved SVR to 35-40%. 

More recently, the pegylation of IFN-alfa, when used concurrently with ribavirin, has further 

enhanced SVR to 54-56% [10], [12], [14], [15]. 

In vitro data have also not necessary that RBV has a preservative antiviral when mutual with 

protease inhibitors and synergistic effect in grouping with IFN and a protease inhibitor [16]. 

In 2013, sofosbuvir, alternative HCV-specific antiviral targeted to the NS5B polymerase, 

received nutrition and medicine management (FDA) approved. RBV also prevents the 

replication of other flaviviruses, such as bovine viral diarrhea virus, GB virus B, and 

poliovirus [12]. Between 2015 and 2030, the who objects contain decreasing new HCV 

infections by 80%, and the volume of <5% to 90% and the number of qualified persons 

getting HCV treatment from <1 provides simpler, shorter and more effective interferon 

limiting therapies for HCV geno% to 80%. Sofosbuvir types 1 to 6 [17]. 

Sofosbuvir is identified for the treatment of long-lasting HCV infection as a factor of a 

combination antiviral treatment routine[18], [19]. sofosbuvir mixture with ribavirin and /or 

peginterferon-alfa has exposed value in topics with HCV genotype 1, 2, 3, or 4, infection, 

containing those with hepatocellular carcinoma assembly Milan criteria and those with 

HCV/HIV-coinfection.  

In careful case, patients infected with genotype 1 HCV who are impotent to tolerate 

interferon or who are interferon ineligible can be treated with sofosbuvir plus ribavirin for 24 

weeks   Patients infected with HCV genotype 2 should treat sofosbuvir plus ribavirin for 12 

weeks[17].  

A patient ill with HCV genotype 3 must be treated with sofosbuvir plus ribavirin for 24 weeks. 

Person patients with hepatocellular carcinoma pending liver transplantation would be 

treated with sofosbuvir plus ribavirin for up to 48 weeks or till liver transplantation, which 

happens first[19]. An alternative study available in 2012 described the incidence of HCV in 

Egypt as around 7 per 1,000 person-years, corresponding to 500,000 HCV infections per 

year,[20] despite general automatic for infection control[4].  

Whereas risky parenteral therapy for schistosomiasis from the 1920s to 1980s was the chief 

source of HCV infection in Egypt,[21]the unsafe medical procedures remain the major risk 

factor[22]. Pakistan has the sixth-largest people in the biosphere and a reasonabletohigh 

prevalence of HCV. The assessed HCV occurrence is 5.4%,[23]in place of 9–10 million 

persons with the infection. Iatrogenic HCV exposure is the main risk factor for HCV 

transmission in Pakistan[23].  
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Risk Factors of HCV 

 History of injection drug use[24]. 

 Having conventional blood transfusion, blood products, or an organ transplant in 

Canada before 1992[25]. 

 A history of or recent incarceration. 

 Having received chronic hemodialysis[26]. 

 HIV infection [27], [28]. 

 complete unsterilized needles or transfusion with contaminated blood,  

 remains a major route of HCV infection 

 particularly in low-income countries (LMICs).[21], [25], [29]. 

Diagnostic Tests 

Analytic tests for HCV infection are separated into serological analyses for antibodies and 

molecular tests for the viral constituent part. The finding is founded on a significant transmit 

with the result of serum antibodies against HCV. Screening assess based on antibody 

detection and has importantly reduced the danger of transfusion-related infection. 

Antibodies contrary to HCV are still visible during and after treatment, of any kind the reply, 

and vital not be tested for again[30], [31]. Analysis based on molecular detection of HCV 

RNA has also been introduced. Qualitative HCV RNA tests are based on the PCR technique 

and have a lower limit of detection of fewer than 100 duplicates of office RNA per mL of 

serum (50 IU/mL). Testing for HCV RNA is a consistent way of screening HCV infection and 

is the maximum exact test of infection[30], [31]. Occult infection with HCV has been 

supposed in patients with irregular transaminases and negative HCV PCR in the serum, but 

positive HCV PCR in the liver, or positive in-situ hybridization, or positive obvious HCV RNA 

in bordering blood mononuclear cells[32]. 

Early Treatment Options 

The initial pharmacological action for hepatitis C was introduced in the 1990s and involved 

of non-pegylated [33][34] Interferon-alpha-2a or alpha -2b monotherapy [27], [33], [35]. 

Treatment duration was 24 or 4 weeks, conditional on hepatitis-C genotype, and essential 

thrice-weekly doses[36]. In the latter half of the 1990s, Pegylated Interferon-alpha 

preparations were introduced. Pegylation displays down the rate of drug preoccupation, 

reductions delivery, and failures in the rate of removal [37]. Response rates for pegylated 

interferon were originated to be heavily in need of on patient-specific characteristic; body 
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mass index, degree of pretreatment hepatic damage, IL-2B genotype, and hepatitis C RNA 

viral load[34], [38]. 

Treatment of HCV by Sofosbuvir and Ribavirin 

Sofosbuvir, an oral nucleotide equivalent inhibitor of the HCV-specific NS5B polymerase, 

has freshly accepted for the action of chronic HCV infection [39].The labeled for a patient 

with peginterferon alfa and ribavirin for 12 weeks. In Stage 2 LONESTAR experimental, 

patients with HCV genotype 1 infection lacking cirrhosis who conventional 8 or 12 weeks of 

ledipasvir-sofosbuvir, with or without ribavirin, had rates of sustained virologic response of 

95 to 100% [19]. Stage 3 ION-1 and ION-2 trials presented that 12 weeks of treatment with 

ledipasvir-sofosbuvir was related to retort charges that were alike to those between patients 

who received 24 weeks of treatment.  

Current evidence, however, suggests that the addition of thirds directing antiviral agents to 

ledipasvir-sofosbuvir may allow a father to give of the period of treatment to 6 weeks [40]. 

In phase 2 trials, sofosbuvir plus ribavirin was used to treat patients both before and after 

liver transplantation, including those with compensated cirrhosis, with moderate efficacy 

after prolonged (24-48 weeks) administration [41]–[43]. 

 Ribavirin is nucleoside analog of molecular weight [12], [35]. Ribavirin alone had no effects 

on liver histology. when combined with standard or pegylated interferon, however, ribavirin 

enhanced virologic, biochemical, and histologic response rates compared with interferon 

alone [14], [44]–[46]. Further trial data show that the addition of ribavirin enhances SVR 

rates by about 25% to30% and suggests a mechanism by which ribavirin enhances 

HCV-RNA decline and improves the long-term outcome [47].Sofosbuvir plus ribavirin for 

12-24 week has been evaluated as a treatment for  chronic genotype (G) 1-4 HCV infection, 

with variable efficacy ( high in G2 [SVR at 12 weeks, or SVR12, 88%-97% ],moderate in G1 

[ SVR12 68%-85%] and G3 [SVR12 56%-89%[48], [49]. Additional side effects associated 

with ribavirin specifically include anemia, respiratory complications, and teratogenicity[27], 

[50]. 

Conclusion 

Long-lasting hepatitis C is an important source of cirrhosis, hepatocellular carcinoma, 

digestive hemorrhage, and hepatic shortage. The present dynamic HCV therapeutic 

expansion environment has provided great optimism breakthroughs that have been 

attained in analysis and treatment. Antiviral actions decrease liver fibrosis development and 

can even reverse cirrhosis. Unfortunately, even in developed countries, death due to 

hepatitis C is increasing due to inadequate detection and treatment. 
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