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1. Etiological Factors

HBV/HCV genotypes
Viral Loads

Wild / mutations

2. Fibrotie Stages-& Inflammatory Grades

Early vs. Advance fibrosis

Quiescent vs. Active

3. Host Progression Risks

Genetic/ metabolic backgrounds — Not fully understood!!
HCV--1L.28B, HBV--TNF-1,NAFLD-- PNPLA3

Environmental factor: alcohol , coffee, immune etc

Age, genders etc

Lifestyles
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REVIEWARTICLE

Reversibility of hepatitis B virus cirrhosis after therapy: who and why?

Plerre Bedossa

Department of Pathology, Hopital Baujon, University Paris-Denis Diderot, Pars, France
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The New Eagland Juurmal of Medicine

REGRESSION OF LIVER FIBROSIS AFTER BILIARY DRAINAGE IN PATIENTS |
WITH CHRORIC PANGREATITIS AND STHNOSIS OF THE COMMON BICE DUCGT
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HEPATOLOGY

O 2015 AASLD

Official Journal of the American Association lor the Sty of Liver Diseases

PRACTICE GUIDELINE

AASLD Guidelines for Treatment of Chronic Hepatitis B

Norah A. Terrault,' Natalie H: Bzowej,” Kyong-Mi Chang,’ Jessica P. Hwang,* Maureen M. Jonas;” and
M. Hassan Murad®

Management of Adults With Cirrhesis and
Low-Level Viremia

Recommendations

7A: The AASLD suggests that adults with compen-
sated cirrhosis and low levels of viremia (<2,000 1U/
mlL) be treated with antiviral therapy to reduce the
risk of decompensation, regardless of ALT level.

Quality/Ceruainly of Evidence: Very Low

Strength of Recommendaton: Conditional

262 TERRAULT ET AL.

7B. The AASLD recommends that HBsAg-positive
adults with decompensated cirrhosis be treated with
antiviral therapy indefinitely regardless of HBV DNA
level, HBeAg status, or ALT level to decrease risk of

worsening liver-related complications.

Quality/Certainly of Evidence: Moderate
Strength of Recommendation: Strong

HEPATOLOGY, January 2016



o 2015 WHO

GUIDELINES FOR THE PREVENTION,
CARE AND TREATMENT OF PERSONS

WITH CHRONIC HEPATITIS B INFECTION »@\ World Health

WS Organization
MARCH 2015 i

CHAPTER 5: WHO TO TREAT AND WHO NOT TO TREAT IN PERSONS WITH CHRONIC

HEPATITIS B

Who to treat o As a priority, all adults, adoleseents and chitdren with CHB and, clinical
evideneeof compensated or decompensated cirrhosis-{or cirrhosis“based on
APRI score >2'in adults) should be treated, regardiess of ALT levels, HBeAg
status or-HBV DNA levels. (Strong recommendation, moderate quality of
EVIOENCE)

o~ Treatmentis recommended for adults with CHB whodo not have clinical evidence
of cirrhosis (or based on APRI score <2 inadults), butare aged more than 30 years
(in particular), and have persistently abnormal ALT levels and evidence of high-
level HBV replication (HBV DNA >20 000 |U/mL), regardless of HBeAg status.
(Strong recommendation, moderate quality of evidence)

> Where HBV DNA testing is not available: Treatment may be considered

based on persistently abnormal ALT levels alone, regardless of HBeAg
status. (Conditional recommendation, low quality of evidence)
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NSBB (propranolol, carvedilol)
EOOEHESIKMRE

h[EZy, Statins
FURTAF L & BRI IRKIESD

REEIATT (EVL, EIS, Glues)
IRIFA(BrRDIAS)
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