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Now what?



• Risks:
• Fibrosis progression  Cirrhosis descompensations  Death

• Hepatocellular carcinoma development

• Probability of SVR?
• Toxicity?
• Resistances?
• Future?

QUESTIONS
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Risk factors for fibrosis progression

• Male sex.

• HBV and/or HIV coinfection.

• Immunosuppression.

• Alcohol consumption.

• Duration of infection.

• Acquisition of infection at >40 y.

• Insulin resistance.
• Non response to antiviral therapy.
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progression per year

0.133 fibrosis unit 
(0.125‐0.143)
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Hepatocellular carcinoma development



• Male sex, black race.
• HBV and/or HIV coinfection/exposure.
• 1b vs 1a.
• Alcohol consumption, hepatic iron store, smoking.
• Duration of infection.
• Acquisition of infection at >40 y.
• Insulin resistance, obesity.
• Cirrhosis descompensation (esophageal varices).
• Lower platelet count.
• Biomarkers (sTNF‐R2, slCAM‐1, sCD30).
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Predictive value of response to lead‐in in 
treatment‐experienced patients.



REALIZE: Lead‐in vs previous response 
category as predictor of response to TVR 

Foster GR, et al. EASL 2011. Abstract 6.

Relapsers

Partial nonresponders

Null responders

100

0

60

SV
R 
(%

)

80

40

8/
13

20

62

< 1 log ≥ 1 log
Decline in HCV RNA at Wk 4

10/
18

56

6/
41

15

106/
113

94

16/
27

59

15/
28

54

n/N =



PREDICTORS OF RESPONSE

KNOWN UNKNOWN
•Advanced fibrosis.
•Previous response.
•High viral load.
•Insulin resistance.
•Hepatic steatosis.
•Sex, race.
•Older age.

•¿IL28B?
•Previous response.
•Subtype.
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RESISTANCES. STOPPING RULES



Loss of Detectable Resistance in Patients 
Stopping BOC or TVR + PegIFN/RBV 

1. Vierling JM, et al. EASL 2010. Abstract 2016. 2. Sullivan J, et al. EASL 2011. Abstract 8.
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RESISTANCES. BOCEPREVIR

• Boceprevir resistance‐associated variants:

• ≥1 log10 decline:

– BOC RGT:   4% (10/232)
– BOC/PR48: 6% (13/231)

• <1 log10 decline:

– BOC RGT:   52% (49/95)
– BOC/PR48: 40% (38/94)
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Hepatitis C pipeline

















• The probability of achieving an SVR is low.

• First generation PIs in real clinical practice are 
associated with frecuent SAEs.

• New DAAs combination increases SVR in 
cirrhotic patients, probably with better 
tolerance. 

• IFN‐free DAAs regimen demostrates 
significant potency in cirrhotic patients.

Focus on the bottom line
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