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Comparative effectiveness of LDV/SOF±RBV vs. 
OBV/PRV/r+DSV±RBV in 6 961 GT1 patients treated in routine 

medical practice (VA database)
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Comparative effectiveness of LDV/SOF±RBV vs. 
OBV/PRV/r+DSV±RBV in GT1 patients with advanced fibrosis and 

hepatic decompensation (VA database)
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History of decompensation and baseline laboratory signs of hepatic function impairment, are 
crucial risk factor for on treatment decompensation during anti-HCV therapy. 

Characteristics of patients who developed decompensation 
during OBV/PRV/r±DSV±RBV treatment (n=7/209; 3.3%), 

AMBER study

The ROC analysis showed high discriminatory power of bilirubin, INR and albumins to predict on-treatment decompensation
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Reference Country Number of 
patients, n

Cirrhosis, n SVR12 in all 
patients, n (%)

SVR12 in 
cirrhosis, n 

(%)

SMV+SOF±RBV

Fox DS. et al. USA 3263 1708a 2714 (83) 1335 (78)

Reddy KR et al USA 131 17b 94 (72) 13 (76)

Sulkowski et al. USA 802 675 (84)

Mauss S et al. Germany 284 245 (86)

Brown JR et al. USA 151c 97 133 (88) 83 (86)

Overall 4631 1822 3861 (83) 1431 (79)

DCV+SOF±RBV

Pol S et al. France 768 563 729 (95) 528 (94)

a – FIB4>3.25
b – MELD>16
c – posttransplant patients

Other SOF containing regimens in real-world studies
SMV+SOF±RBV or DCV+SOF±RBV

SMV+SOF±RBV
N=4 631

SVR=83%
cirrhosis: n=1 822, SVR=79%
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Adverse events are related mostly to RBV 
administration

OBV/PTV/r ±DSV therapy in the AMBER study



Effectiveness of LDV/SOF therapy shortened to 8 
weeks

N=2,485 HCV GT1 patients, German Hepatitis C-Registry (DHC-R)

Buggisch P, et al. AASLD 2016, Poster 
883

Baseline Demographics 

Patients
LDV/SOF 
8 weeks
n=976

LDV/SOF 
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n=1,509

Male, n (%) 466 (48) 874 (58)

Mean age, years 50 54

Age >70 years, % 7.3 10.6

Treatment-naïve, % 92 41.3

Fibroscan, mean (kPa) 6.5 9.3

Cirrhosis, % 2.4 13.9

HCV VL>6 million, % 3.0 14.2

HIV/HCV, n (%) 91 (9.3) 187 (12.4)
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Sundaram V, AASLD 2016, Poster LB-
16
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Efficacy of LDV/SOF therapy shortened to 8 weeks
GT1, treatment naive, non-cirrhotic patients from HCV-TRIO study

Efficacy of LDV/SOF for 8 weeks in GT1 infected patients is high and stable 
irrespective of age, HIV coinfection, race, and subgenotype but is lower in 

patients with fibrosis >F2
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Effectiveness of different treatment strategies for 
GT3

German Hepatitis C-Registry, n=1111

Cornberg M et al. Aliment Pharmacol Ther ,online : 12 JAN 2017, DOI: 10.1111/apt.13925

non-cirrhosis cirrhosis

figures include arms containing at least 10 patients
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Safety of different treatment strategies for GT3
German Hepatitis C-Registry, n=1111

Cornberg M et al. Aliment Pharmacol Ther ,online : 12 JAN 2017, DOI: 10.1111/apt.13925

Safety profile of PegIFN+SOF+RBV regimen is similar to IFN-free, 12-
weeks, RBV containing therapies
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Recurrence of HCC after DAA treatment 
ANRS CO22 HEPATHER cohort

There is no increased risk of HCC recurrence after DAA treatment even in patients 
with history of HCC treatment

13% 21%

ANRS collaborative study group. J Hepatol 2016;65: 734–740
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Risk of HCC in patients with cirrhosis who achieved 
SVR

IFN-free vs. IFN-basedIFN-free IFN-based
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El-Serag HB, et al. 
Hepatology 2016;64:130-7. 

Risk of HCC development is not related to DAA but to advanced hepatic 
disease
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Descriptive 
Characteristics

Data

Reported 
cases/geography

• 29 cases (5 in US, 19 Japan, 5 in other)

Timing • occurred within 4-8 weeks of DAA therapy (mean 
time to HBV reactivation was 53 days)

Baseline HBV viral 
parameters

• HBsAg+ (n=13) (n=12 not reported); HBcAb+ (n=6) 
(n=23 not reported); HBV DNA 
undetectable/detectable (n=16/9)

Outcome • Death (n=2) (due to decompensated liver failure); 
transplant (n=1); hospitalization (n=6); other (n=20)

Specific DAAs used • SOF-based (n=16); DCV+ASV (n=11); PI-based (n=2)

HBV treatment • 16 patients received HBV treatment, in 7 patients 
treatment was delayed (one died) and possibly 
delayed in at least 7 other cases (one had OLTx)

 HBV reactivation during DAA treatment is possible, but risk is 
low.

 All patients should be tested for HBV (at least HBsAg) before DAA 
therapy.

 If positive should be carefully monitored and treated for HBV 
immediately if reactivation happen.Bersoff-Matcha , AASLD 2016, Poster 

LB-17

Risk of HBV reactivation due to DAA therapy
FDA reported cases (22 Nov 2013–15 Oct 2016)
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Conclusions

1. Effectiveness and safety of „new era” HCV regimens in RWE 
is similar to achieved in clinical trials.

● for GT1 SOF/LDV, OPrD and SOF+DCV is superior to SOF+SMV

2. Shortening of treatment to 8 weeks is reasonable in patients 
with fibrosis <F3.

3. Risk of on-treatment hepatic decompensation is related first of 
all to decompensation history and baseline liver function.

4. For GT3 infected patients PegIFN+SOF+RBV regimen for 12 
weeks still seems to be the most effective.

5. Risk of HCC recurrence after IFN-free regimens is similar to 
IFN-based and related mostly to the disease advancement.

6. To avoid problems - test for HBV before HCV treatment 
(particularly in HBV high prevalence regions) and do not delay 
HBV treatment.
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