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Abstract: 

Background: The main goal of anti-HCV therapy in patients with decompensated (Child-

Pugh B) cirrhosis, not on a transplant waiting list is to achieve improvement in liver function 

and survival. Several studies have demonstrated acceptably high sustained virological 

response (SVR) rates, equivalent in Child-Pugh B patients, in individuals with decompensated 

cirrhosis, together with an effect of therapeutic viral clearance on liver function, with 

significant improvements in bilirubin, albumin and international normalized ratio values and, 

as a result, in model for end stage liver disease (MELD) and Child-Pugh scores in one-third to 

half of patients. Similar results were reported in real-world studies. 

Aim of the work: Assessment of the safety and efficacy of sofosbuvir/ ledipasvir in infected 

naïve and experienced HCV Egyptian patients with decompensated liver disease.  

Patients and Method: This study was conducted on 100 patients with HCV related 

decompensated liver disease who presented to the hepatology outpatient clinic in El Agouza 

Police hospital and were evaluated according to the inclusion and exclusion criteria.  

Results: Among the 100 enrolled patients; there was male predominance being 72 males 

(72%) and 28 females (28%). Their age ranged between 34 and 65 years (mean 52.7 ±8.2 

years). Age was significantly higher in patients who did not achieve SVR. Among the 100 

studied cases 6 patients stopped treatment; 3 of them developed HCC, 1 developed precoma, 

1 died and 1 lost follow up. SGOT, SGPT, ALP, total and direct bilirubin, serum urea and 

creatinine and AFP showed significant improvement at the end of treatment and 3 months 

after end of treatment. As regards Child and MELD scores among the studied cases, Child 

and MELD significantly decreased in the whole sample. 

Conclusion: Ledipasvir/sofosbuvir is effective and safe in the treatment of HCV 

decompensated patients Child Pugh B. MELD and Child scores significantly improved with 

HCV treatment in decompensated patients 

Recommendations: Longer follow up with assessment of the need for liver transplantation or 

HCC development is important. Larger number of patients is required. 

Keywords:  Ledipasvir/sofosbuvir, Child score, decompensated liver disease, Hepatitis C 

virus, naïve. 

Introduction: 

  Hepatitis C virus (HCV) can 

cause both acute and chronic hepatitis 

infection, ranging in severity from a 

mild illness lasting a few weeks to a 

serious, lifelong illness. About 130–

150 million people globally have 

chronic hepatitis C infection. A 

significant number of those who are 

chronically infected will develop liver 

cirrhosis or liver cancer. 

Approximately 500,000 people die 

each year from hepatitis C-related liver 

diseases
(1)

.   

HCV becomes chronic when the 

virus remains in the blood over six months 

after the acute infection period. Unless 

treated with medication, the infection is 

lifelong. After a 25-30 year period, this 

chronic infection may result in significant 

fibrosis of the liver, which can progress to 

cirrhosis (complete fibrosis), liver failure, 

and possibly hepatocellular carcinoma
(2)

.  

Signs of decompensation include ascites, 

jaundice, encephalopathy and variceal 

http://www.medicalnewstoday.com/articles/300871.php
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bleedings. The 5-year survival rate for 

decompensated HCV liver cirrhosis (LC) 

is about 50% and it is an indication for 

liver transplantation (LT)
(3)

.   

Knowledge of the structures of 

HCV protease and HCV polymerase has 

allowed structure-based drug design to 

develop inhibitors to these enzymes. The 

proof-of-concept for the first direct-acting 

antiviral (a protease inhibitor) was 

developed in 2002, and was a revolution in 

HCV drug discovery
(4)

.  All the HCV 

enzymes – NS2-3 and NS3-4A proteases, 

NS3 helicase and NS5B RNA dependent 

RNA polymerase – are essential for HCV 

replication, and are potential drug 

discovery targets. Therefore, DAA with 

different viral targets, including NS3 

protease inhibitors, nucleoside/nucleotide 

analogues and non-nucleoside inhibitors of 

the RNA-dependent RNA polymerase and 

NS5A inhibitors, were developed
(5)

.   

The main goal of anti-HCV 

therapy in patients with decompensated 

(Child-Pugh B) cirrhosis not on a 

transplant waiting list is to achieve 

improvement in liver function and 

survival. Several studies have 

demonstrated acceptably high sustained 

virological response (SVR) rates, 

equivalent in Child-Pugh B patients, in 

individuals with decompensated cirrhosis, 

together with an effect of therapeutic viral 

clearance on liver function, with 

significant improvements in bilirubin, 

albumin and international normalized ratio 

values and, as a result, in model for end 

stage liver disease (MELD) and Child-

Pugh scores in one-third to half of 

patients
(6)

.   Similar results were reported 

in real-world studies
(7)

.   Patients with 

Child-Pugh B cirrhosis benefited more 

from viral clearance in terms of adverse 

event-free survival at 15 months than those 

with Child-Pugh C cirrhosis
(8)

.   

Patients with decompensated 

cirrhosis, not on the waiting list for liver 

transplantation, can be treated with the 

fixed-dose combination of sofosbuvir and 

ledipasvir (genotypes 1, 4, 5 or 6) or the 

fixed-dose combination of sofosbuvir and 

velpatasvir (all genotypes) with daily 

weight-based ribavirin (1,000 or 1,200 mg 

in patients < 75 kg or > 75 kg 

respectively). In these patients, ribavirin 

can be started at the dose of 600 mg daily 

and the dose subsequently adjusted 

depending on tolerance
(9)

.   

Patients with decompensated 

cirrhosis not on the waiting list for liver 

transplantation with contraindications for 

ribavirin, or with poor tolerance to 

ribavirin on treatment, can receive the 

fixed-dose combination of sofosbuvir and 

ledipasvir (genotypes 1, 4, 5 or 6), or the 

fixed-dose combination of sofosbuvir and 

velpatasvir (all genotypes) for 24 weeks 

without ribavirin. 

The higher risk of adverse events 

reported in patients with decompensated 

cirrhosis needs appropriately frequent 

clinical and laboratory assessments during 

and after HCV therapy. However, no data 

published from Egypt about results of 

HCV eradication in decompensated 

patients. 

Aim of the Work 

Assessment of the safety & 

efficacy of sofosbuvir/ledipasvir in 

infected naïve and experienced HCV 

Egyptian patients with decompensated 

liver disease. 

Patients and Methods 

1-Study Setting and Design: 

 This prospective cohort study was 

carried out in the Gastroenterology and 

Hepatology Department in El Agouza Police 

hospital in co-operation with Tropical 

Medicine Department, Ain Shams University. 

This study was conducted during the period 

from February 2017 till March 2018. 

2- Patients' Population and Selection: 

This exploratory study was 

conducted on 100 patients with HCV 

related decompensated liver disease who 

presented to the hepatology outpatient 

clinic in El Agouza Police hospital and 

were evaluated according to the inclusion 

and exclusion criteria. A convenient 

sample was taken. 
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Inclusion Criteria: 

Patients with chronic hepatitis C 

infection who were fulfilling the following 

criteria, were enrolled in the study: 

- HCV infection with detectable viremia: 

HCV RNA by polymerase chain 

reaction (Cobas Amplicor HCV 

Monitor v2.0 [Roche Diagnostics, 

Branchburg, New Jersey]; lower limit 

of quantitation [50 IU/mL]). 

- Cirrhosis based on clinical, lab & 

imaging criteria. 

- Decompensated liver disease (Child B 

class) according to Child Pugh 

classification. 

Exclusion Criteria: 

1.  Patients refused to be enrolled in the 

study.  

2.   Other cause of chronic liver diseases. 

3. Patients suffering from any other 

decompensated cardiac, chest and 

neurological disease. 

4.  Patients with any malignancies. 

5. HCC except after 3 months of its 

curative management. 

6. Patients co infected with HBV and 

HCV or HIV and HCV  

7. Patients with eGFR < 30 ml /min. 

3- Ethical Consideration:  

An informed consent was obtained 

from each of the participants before 

recruitment in the study. The study 

protocol was approved by Ain Shams 

University Ethical Committee. 

4- Methods: 

All patients were subjected to the 

following before starting the antiviral 

therapy: 

I-  Careful Full medical and drug 

history together with drug-drug 

interaction was taken and checked. 

II- Thorough clinical examination. 

III- Laboratory investigations: 

1. Routine liver panel (ALT, AST, 

Alkaline Phosphatase, Total and 

direct bilirubin, serum albumin and 

INR). 

2. Complete blood picture and kidney 

function tests. 

3. Viral markers:  

a. HCV antibody by third generation 

enzyme linked immunosorbent assay 

(Abbott Laboratories, Ludwigshafen, 

Germany) 

b. HBsAg by second generation enzyme 

linked immunosorbent assay, HBcAb 

IgG (Roche Diagnostics, Branchburg, 

New Jersey, USA(.  

c. HCV RNA quantitative by PCR 

(Amplicor HCV Monitor version 

1.0;Roche Diagnostics). 

4. Tumour marker: Alfa fetoprotein. 

5. Other tests for the exclusion of other 

liver disease etiology if necessary. 

6. Triphasic CT abdomen with contrast 

if hepatic focal lesion was detected by 

ultrasonography to exclude HCC. 

7. eGFR was calculated and patients < 

30 mL/min were excluded. 

8. Child score was calculated and 

patients having score C were 

excluded. 

IV- Imaging:  
1. Abdominal ultrasound; with special 

stress on: 

 Criteria suggestive of chronic liver 

disease (shrunken liver, coarse 

texture). 

 Splenic size (normally it's less than 12 

cm(. 

 Presence and grading of ascites. 

2. Fibroscan: is a noninvasive test that 

assesses liver stiffness. Results were 

considered valid following 10 or more 

successful measurements and a median 

interquartile range/median ratio less than 

0.30
(10)

.  In HCV infection; F0-F1 = ≤ 7 

kPa, ≥ F2 = 8.8 kPa, ≥ F3 = 9.6 kPa and 

F4 = ≥ 14.6 kPa. 

3- Upper GI endoscopy: for screening and 

grading of varices
(11)

.   

Treatment Protocol: 

Six months of fixed dose 

combination of Sofosbuvir/ ledipasvir 

without ribavirin were applied for all 

included patients. 

Schedule of follow up visits:  

Follow up during treatment was done at 

weeks (4, 8, 12, 16, 20, and 24) then 12 

weeks after the end of treatment. 

Common reported 

Sofosbuvir/Ledipasvir side effects that 

we stressed on: 
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 Diarrhea. 

 Headache. 

 Nausea. 

 Trouble sleeping. 

 Unusual tiredness or weakness. 

Stoppage of treatment:  

The decision to stop treatment 

was done if one or more of the following 

events occurred: 

1- Progressive decompensation of 

liver (child c score). 

2- HCC development. 

          3- Persistent or severe adverse 

                 effects of the drug. 

STATISTICAL METHODOLOGY 

The collected data were coded, 

tabulated, and statistically analyzed using 

IBM SPSS statistics (Statistical Package 

for Social Sciences) software version 22.0, 

IBM Corp., Chicago, USA, 2013. 

 Descriptive statistics were done 

for quantitative data as minimum & 

maximum of the range as well as mean ± 

SD (standard deviation) for quantitative 

parametric data, median and 1
st
 and 3rd 

inter-quartile range for quantitative non-

parametric data, while it was done for 

qualitative data as number and 

percentage. 

 Regression analysis was used to 

model the relationship between non 

response and multiple risk factors. 

Inferential analyses were done for 

quantitative variables using independent t-

test in cases of two independent groups 

with parametric data and Mann Whitney U 

in cases of two independent groups with 

non-parametric data. In qualitative data, 

inferential analyses for independent 

variables were done using Chi square test 

for differences between proportions and 

Fisher’s exact test for variables with small 

expected numbers. While correlations 

were done using Pearson spearman test for 

numerical non parametric and qualitative 

data, ROC curve was used to evaluate the 

performance of different tests differentiate 

between certain groups. 

 

Results: 
 Patients' age ranged between 34 and 65 years old, mostly males who had chronic 

HCV infection for at least 5 years. Most of them either received blood transfusion or had a 

surgical procedure.  

Most patients showed regression in the results of the fibroscan in responders to 

treatment while the non-responders showed mild regression in their results. 

 

Table (1): Child and MELD scores among the studied cases 

Lab Time Mean±SD  Range  

Child 

Basal 7.9±0.7 7.0–9.0 

Week 12 6.5±0.5 6.0–8.0 

Week 24 6.3±0.5 5.0–8.0 

Week 36 6.3±0.6 5.0–8.0 

#P <0.001* 

MELD 

Basal 18.8±2.7 12.9–25.2 

Week 12 16.3±2.5 9.2–20.9 

Week 24 15.9±2.7 8.7–22.0 

Week 36 15.9±2.7 8.7–22.0 

#P <0.001* 

#MANOVA, *Significant  

 Child and MELD significantly improved at the end of treatment and 12 weeks after 

the end of treatment. 
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Figure (1): Virological response of the studied cases: 

SVR 12 was achieved in 81 cases. 

Table (2): Comparison between responders and non-responders regarding Child and 

MELD scores: 

Lab Time 
Non responder 

(N=19) 

Responder 

(N=81) 
^P 

Child 

Basal 7.7±0.8 7.9±0.7 0.344 

Month 3 6.6±0.6 6.5±0.5 0.479 

Month 6 6.2±0.7 6.3±0.5 0.416 

Month 9 6.2±0.6 6.3±0.6 0.323 

#P <0.001* <0.001*  

MELD 

Basal 19.0±3.3 18.7±2.6 0.692 

Month 3 16.5±2.3 16.3±2.6 0.798 

Month 6 15.8±2.8 15.9±2.7 0.901 

Month 9 15.8±2.8 15.9±2.7 0.901 

#P <0.001* 0.036*  

^Independent t-test, #MANOVA, *Significant  

 Although Child and MELD scores significantly decreased in responders& non-

responders, No significant difference noticed between responders and non-responders 

regarding Child and MELD scores. 

 
Figure (2): Child score among the studied cases 
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Figure (3): MELD score among the studied cases 

 

Table (3) Regression model for risk factors of non-response at month-9: 

Factor β SE P OR (95% CI) 

Age 0.096 0.040 0.016* 1.101 (1.018–1.191) 

TB4 2.430 1.275 0.057 11.364 (0.934 – 138.226) 

TB8 3.605 1.561 0.021 36.799 (1.725 – 784.899) 

TB12 2.582 1.731 0.136 13.218 (0.444 – 393.501) 

DB8 2.182 1.059 0.039 8.863 (1.113 – 70.582) 

DB12 2.558 1.430 0.074 12.905 (0.783 – 212.792) 

DB20 3.762 1.753 0.032 43.047 (1.385 – 1337.687) 

WBC8 -.395 .233 0.091 0.674 (0.427 – 1.064) 

WBC20 -.500 .221 0.024 0.606 (0.393 – 0.935) 

PLT4 -.006 .014 0.667 0.994 (0.966 – 1.022) 

PLT8 -.021 .014 0.127 0.979 (0.952 – 1.006) 

CI: Confidence interval, *Significant 

The previous table shows that age, total bilirubin at week 8, direct bilirubin at week 8 

and 20, WBCs at week 20 was found significant predictors for response among the studied 

patients while no statistically significant association found between response of the studied 

patients and the other studied parameters. 

Table (4) and Figure (4): Regression model for risk factors of non-response at week 8: 
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Cut off 

point 
AUC Sensitivity Specificity +PV -PV 

P-

value 

T.BIL (week 8) >1.5 0.676 69.23 64.20 23.7 92.9 
0.555 

D.BIL (week 8) >0.5 0.617 38.46 86.42 31.2 89.7 

The previous ROC curve for the total bilirubin and direct bilirubin at week 8 shows 

that the best cut off point of total bilirubin to detect non responder cases was found > 1.5 with 

sensitivity of 69.23, specificity of 64.20 and area under curve (AUC) of 67.6 while for direct 

bilirubin at week 8 it was found > 0.5 with sensitivity of 38.46, specificity of 86.42 and AUC 

of 61.7%. The comparison between total and direct bilirubin in the prediction of response of 

the studied cases shows no statistically significant difference with P-value = 0.555.  

Table (5): Comparison between stopped and completed cases regarding basal lab and 

Child and MELD scores 

Lab 
Stopped 

(N=6) 

Completed 

(N=94) 
P 

HCV RNA (x10
3
/mL) (MQ) 

985.0  

(365.1–4010.0) 

341.8  

(76.3–636.5) 
§0.072 

HbA1c 6.7±1.0 6.5±0.9 0.713 

ALT (IU/L) 77.8±19.6 71.0±28.3 0.562 

AST (IU/L) 65.0±15.0 63.7±25.3 0.905 

ALP (IU/L) 93.7±16.5 82.2±25.8 0.286 

Total bilirubin (mg/dL) 1.6±0.1 1.8±0.3 0.220 

Direct bilirubin(mg/dL) 0.7±0.1 0.6±0.3 0.519 

Albumin (mg/dL) 2.9±0.4 3.0±0.1 0.767 

INR 1.6±0.3 1.6±0.3 0.925 

Hb (mg/dL) 14.0±1.1 12.7±1.5 0.048 

WBC (x10
3
/mL) 7.1±2.0 6.2±1.9 0.216 

PLT (x10
3
/mL) 119.8±9.2 116.2±20.6 0.417 

Urea (mg/dL) 68.8±17.4 62.9±14.7 0.764 

Creatinine (mg/dL) 0.93±0.37 0.96±0.29 0.818 

AFP (ng/mL) 
26.5  

(20.9–40.2) 

16.8  

(11.1–21.2) 
§0.009* 

Child 7.8±0.8 7.9±0.7 0.872 

MELD 18.4±3.1 18.8±2.7 0.703 

^Independent t-test, §Mann Whitnry test,*Significant 

Patients who did not continue the treatment had more significantly elevated AFP 

levels. Baseline AFP and history of haematemesis or melena were significantly higher in 

patients who stopped treatment.  

 Discussion 

 HCV has been estimated by the 

WHO to infect 170 million patients 

worldwide, with the highest prevalence 

rate among Egyptians (14%-18%; 

approximately 10-fold greater than in the 

United States and Europe).Studies show 

that 14.7% of the Egyptian population 

carries HCV antibodies
(12)

 and 9.8% have 

an active infection with viremia. Because 

of the high prevalence rate of HCV in the 

general Egyptian population, it accounts 

for most of chronic liver disease in 

Egypt
(13)

.   

Since 2014/2015, several new 

DAAs were approved and launched in a 

number of countries. The Federal Drug 

Authorities (FDA) and the European 

Medicine Agency (EMA) have approved 

sofosbuvir for pangenotypic HCV 

treatment in IFN-free combinations either 

with RBV or other direct-acting antiviral 

agents (DAAs)
(14)

.   

  

  Sofosbuvir works as an inhibitor 

of the HCV NS5B RNA-dependent RNA 

polymerase, which acts as a chain 

terminator. Ledipasvir is an NS5A 
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inhibitor that is effective against genotypes 

1a, 1b, 4a, and 5a and (with lower activity) 

against genotypes 2a and 3a
(15)

.   

According to EASL 2016 

guidelines, patients with decompensated 

cirrhosis without HCC awaiting liver 

transplantation with a MELD score <18-20 

can be treated with sofosbuvir and 

ledipasvir
(9)

.   

A 12 week course of ledipasvir/ 

sofosbuvir and ribavirin or a 24 week 

course of ledipasvir/ sofosbuvir is an 

appropriate regimen for patients with 

decompensated cirrhosis and genotype 1 

or 4 infection. Such therapy may lead to 

objective improvement in hepatic function 

and reduce the likelihood of recurrent 

HCV infection after subsequent 

transplantation
 (16)

.    

Our study was limited by the 

rejection of some patients to be enrolled in 

the study as they preferred to perform liver 

transplantation first before receiving any 

treatment. 

Patients' age ranged between 34 

and 65 years old, mostly males who had 

chronic HCV infection for at least 5 years. 

Most of them either received blood 

transfusion or had a surgical procedure. 

Male predominance in HCV 

infected individuals was confirmed in 

many studies as Shiha et al.
(17)

, which 

showed male predominance in all study 

groups. The average age of included 

patients ranged between 34 and 65 years 

(mean 52.7 ±8.2 years). This is consistent 

with the results of the DHS 2015 which 

showed that the highest prevalence of 

HCV in Egypt was in age group 15-55 

years
(13)

.
 
 

In our study, Sofosbuvir/ 

ledipasvir was well tolerated by most 

patients and only six patients stopped 

treatment. Most reported adverse events 

were grade I-II fatigue, headache and sleep 

disturbance. This is consistent with Kohli 

et al.
(18)

, who reported that 

ledipasvir/sofosbuvir is tolerated well by 

most patients with few notable adverse 

effects and that some of the most common 

adverse effects observed in clinical trials 

are similar to those experienced by 

patients infected with chronic HCV due to 

the disease itself
(18)

. On the other hand, 

Kattakuzhy et al.
 (19)

. stated that early 

mortality due to aggravation of liver 

dysfunction during therapy might occur; in 

addition decompensated cirrhosis patients 

are more prone to develop drug-induced 

side-effects when compared to patients 

with compensated cirrhosis
(19)

. In patients 

with decompensated liver disease, it is a 

challenge to determine adverse events 

attributable to drug effect versus other 

variables (Harvoni [package insert], 2016). 

Three developed HCC, one lost follow up 

and the remaining two patients stopped 

due to aggravation of liver 

decompensation. Also, Al-Judaibi et al.
(20)

 

reported that 2 patients out of 105 

developed HCC during treatment. The 

relation between HCC occurrence and 

DAAs is still a debatable point and it is 

difficult to evaluate as HCC is part of 

cirrhosis natural history. 

Although Charlton et al.
(21)

, 

noticed high rate of adverse events in his 

study, however this was less evident in 

patients with Child B in comparison to 

patients with Child C. Among 59 patients 

with Child B cirrhosis all treated by 

sofosbuvir/ ledipasvir and ribavirin; 4 

discontinued treatment (2 due to adverse 

events and 2 had liver transplantation)
(21)

. 

Similar results were reported by Al-

Judaibi et al.
 (20)

.  

SGOT, SGPT, ALP, total and 

direct bilirubin, serum albumin, INR, 

WBC, HB, PLT, serum urea and creatinine 

and AFP showed significant improvement 

at the end of treatment and 3 months after 

end of treatment. These results agree with 

the study done by Mehrez et al.
 (26)

. that 

reported a significant improvement in the 

levels of, Albumin, Bilirubin, Platelets and 

INR in decompensated cirrhotic patients 

receiving DAAs
(26)

.  Taylor et al.
(27)

, also 

agreed with our study and stated that all 

patients who received 

ledipasvir/sofosbuvir therapy showed a 

significant decrease in AST and ALT 

values 30 days following treatment 

initiation
(27)

.   

Also, Child and MELD scores 

were significantly improved at the end of 

follow up period. This is corresponding to 

the SOLAR-1 study cohort done by 
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 (21)

 including cirrhotic 

patients with decompensated disease 

treated with LDV and SOF and was 

associated with the improvement of model 

for end-stage liver disease (MELD) and 

Child-Pugh scores
(21)

. El Sherif et al. 

proved that DAA therapy is safe and 

effective and it may improve MELD 

scores without improving decompensation 

and also stated that patients who achieved 

SVR12 had a significantly higher chance 

of reduction to CPT class A
(23)

.   

On the other hand, Al-Judaibi et 

al.
(20)

 didn't notice any change in MELD or 

Child scores in their study but they 

included heterogenous patients (21% Child 

A, 56% Child B and 23% Child C)
 (20)

.   

SVR was achieved in 81% of 

treated patients, 6% didn't complete the 

treatment regimen and 13% were 

relapsers.  

Our results were consistent with 

the results of the study performed by 

Charlton et al.
 (21)

 who found SVR rate 

was 87% in Child B in patients who 

received sofosbuvir/ledipasvir and 

ribavirin for 12 weeks and 89% in those 

who received sofosbuvir/ ledipasvir and 

ribavirin for 24 weeks. 

Al-Judaibi et al.
(20)

 also noticed 

83.3% SVR rated in their Canadian cohort. 

Also, Steven et al.
 (24)

 reported SVR 12 

was achieved in 86% of HCV genotype 4 

infected patients with advanced liver 

disease who received sofosbuvir/ledipasvir 

for 24 weeks without ribavirin. 

On the other hand, Manns et 

al.
(25)

., reported high SVR rates (94%) in 

patients with advanced liver disease who 

were infected by HCV genotype 4 but they 

used ribavirin and included a small 

number of patients (17 patients). 

Comparison between patients who 

achieved SVR and who didn't regarding 

baseline data revealed that age is the only 

baseline predictor of response. This 

doesn't go with the study done by Afdhal 

et al.
 (10)

. that stated that age was not 

associated with a reduced probability of 

SVR.  

Although SGOT and SGPT 

showed significant improvement in both 

relapsers and responders, however more 

significant improvement was achieved in 

responders. This was not evident in serum 

albumin, bilirubin, INR and ALP levels. 

Manns et al.
 (25)

 agreed with our study and 

stated that the levels of ALT and AST 

showed a significant improvement at the 

EOT. Although baseline Hb level didn't 

differ between both groups, but patients 

who failed to achieve SVR developed 

more significant drop in the haemoglobin 

level during treatment and Hb was 

significantly higher in patients who 

achieved SVR at week 36. Also, Charlton 

et al.
 (21)

 found that the most common 

laboratory abnormalities were drop in HB, 

lymphocytes and elevated bilirubin but 

they used ribavirin in all study groups
(21)

.   

Also patients who achieved SVR 

had more improvement in WBC count and 

platelets levels but didn't reach a 

significant level. Also Ahmed et al.
 (28)

 

performed a study that agreed with ours 

and showed that there was Improvement in 

the levels of WBCs and platelets count in 

comparison with the baseline levels.   

Both groups experienced 

improvement in AFP at month 9 in 

comparison to baseline levels but this 

improvement was more evident in those 

who achieved SVR. This is similar to the 

result of the study done by Nguyen et 

al.
(29)

 that reported a statistically 

significant reduction in AFP values after 

achievement of SVR in patients with 

HCV-related cirrhosis treated with DAAs.  

A surprising finding in our study 

was that even patients who relapsed at 

week 36 had improvement in Child and 

MELD scores. This may indicate the 

benefit of suppressing the 

necroinflammatory process in those 

patients; however this finding needs more 

analysis and should be cautiously 

interpreted due to the small number of 

relpasers in our study (only 13 patients). 

We tried to find predictors of 

relapse using baseline and/or treatment 

laboratory data. Total bilirubin > 1.5 at 

week 8 and direct bilirubin > 0.5 at week 8 

were found to be significant predictors of 

relapse with low sensitivity and 

specificity. Also, as we are studying 

decompensated patients, these numbers 

may show significant overlap. 
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Comparison was repeated after 

exclusion of patients who didn't complete 

the treatment course. Age was still a 

significant predictor. Same results were 

confirmed. Comparison was done between 

patients who completed the treatment 

course and those who didn't regardless of 

the SVR results. 

History of haematemesis and melena 

was significantly more common in those 

who didn't complete treatment and 

baseline AFP level was significantly 

higher in those who stopped treatment (3 

developed HCC). This agrees with the 

study made by Maan et al.
 (30)

 that 

reported that 5.6% patients experienced 

recurrent variceal bleeding and required at 

least 1 hospital admission during or after 

teatment
(30)

.  This is most probably due to 

the liver cell failure which forcefully 

stopped the continuation of treatment. 

Charlton et al.
 (22)

 also agreed with our 

study and stated that 4% of his patients 

discontinued ledipasvir-sofosbuvir 

prematurely secondary to adverse events 

as gastrointestinal hemorrhage. 

Conclusions 

 Ledipasvir/sofosbuvir is effective and 

safe in the treatment of HCV 

decompensated patients Child Pugh B. 

 MELD and Child scores significantly 

improved with HCV treatment in 

decompensated patients. 

Recommendations 

 Longer follow-up with assessment of 

the need for liver transplantation or 

HCC development is important. 

 Larger number of patients is required. 
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