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Updated Treatment of Chronic Hepatitis B
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Chronic hepatitis B virus (HBV) infection is a major cause of liver cirrhosis and hepatocellular carcinoma in Korea. The preva-
lence of HBV infection is gradually decreasing in Korea, but 3.0% of the total population still suffers from HBV- related chronic
liver diseases. In this review, we summarize the updated clinical practice guideline for management of chronic hepatitis B, as re-
vised by the Korean Association for the Study of the Liver in 2018. (Korean J Med 2019;94:252-262)
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Figure 1. The natural course of chronic hepatitis B. Reproduced from reference [5] with permission. HBsAg, hepatitis B surface antigen;
anti-HBs, antibody to hepatitis B surface antigen; HBeAg, hepatitis B e antigen; anti-HBe, antibody to hepatitis B e antigen; HBV, hep-
atitis B virus; CHB, chronic hepatitis B.

- 253 -



— e e}E] A A1 94 A A3 5 FH A 688 = 2019 —

HBsAg+ > 6 months

Assess
- Liver disease severity (include fibrosis assessment)
- Clinical phase (include HBeAg/anti-HBe, HBV DNA, AST/ALT)

Chronic hepatitis

+ Treat if immune active phase
+ Monitor if immune tolerant or immune inactive phase

Decompensated

Compensated . :
cirrhosis

cirrhosis

« Treat if serum HBV

+ Treat if serum

Immune tolerant Immune active

- HBeAg+

fibrosis or inflammation on

or inflammation on S )
noninvasive tests or liver

Immune inactive

- HBeAg-/anti-HBe+
-Low-level HBV DNA (<2,000 « Consider treatment

Very high HBV DNA' - HBeAgt or HBeAg-
- Elevated HBV DNA?
-ALT <ULNt -ALT 2 2XULN or significant It}
- No significant fibrosis - g -ALT <ULN

- No significant fibrosis or

HBV DNA is elevated DNAlsideteces

(212,000 1U/ml)

« Consider liver

even if serum transplantation

HBV DNA shows
low-level viremia

n_onim(asive tests or biopsy inflgmmat_ion on ) (2,000 1U/mi)
liver biopsy noninvasive tests or liver
biopsy

Grey area: patients who do not fulfill above category
Close monitoring

+ ALT and HBV DNA every 1-3 months, HBeAg/anti-HBe every 2-6 months to see if treatment criteria has developed.
+ For patient in persistent grey area, active evaluation with noninvasive assessment of fibrosis (e.g., fibroscan) or liver biopsy can be considered.

positive patientand HBV DNA 2 2,000 IU/mL for HBeAg negative patient.

« Patients under special population (e.g., pregnancy, patients receiving cancer chemotherapy) may require treatment even if inmune tolerant or inactive phase.
+ "Serum HBV DNA 2 107 IU/mL; tAn upper limit of normal (ULN) for ALT of 34 U/L for males and 30 IU/L for females; !Serum HBV DNA 2 20,000 IU/mL for HBeAg

Figure 2. Algorithm for the management of chronic hepatitis B virus infection. Reproduced from reference [5] with permission. HBsAg,
hepatitis B surface antigen; HBeAg, hepatitis B e antigen; anti-HBe, antibody to hepatitis B e antigen; HBV, hepatitis B virus, ULN, up-

per limit of normal.
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Table 1. The natural course of chronic hepatitis B

oflel ¢ 191 Wy B

709 AR A4 AA -

Phases” Serologic marker ALT HBV-DNA Histologic activityb
CHB, immune tolerant HBeAg (+) Persistently normal ~ Very high levels of viral replication None/Minimal
phase Anti-HBe (-) (HBV DNA levels > 10,000,000
TU/mL)
HBeAg-positive CHB, HBeAg (+); may Elevated (persistently High levels of viral replication Moderate/severe
immune active phase develop anti-HBe or intermittently) (HBV DNA levels > 20,000
TU/mL)
CHB, immune inactive HBeAg (-) Persistently normal Low or undetectable HBV DNA Minimal
phase Anti-HBe (+) (HBV DNA levels < 2,000 IU/mL)
HBeAg-negative CHB, HBeAg (-), Elevated (persistently =~ Moderate to high levels of HBV Moderate/severe
immune active phase Anti-HBe (+/-) or intermittently) replication
(HBV DNA levels > 2,000 IU/mL)
HBsAg loss phase HBsAg (-) Normal Not detected -

Anti-HBc (+)
Anti-HBs (+/-)

Reproduced from reference [5] with permission.

HBYV, hepatitis B virus; CHB, chronic hepatitis B; HBeAg, hepatitis B e antigen; anti-HBe, antibody to hepatitis B e antigen; HBsAg,
hepatitis B surface antigen; anti-HBc, antibody to hepatitis B core antigen; anti-HBs, antibody to hepatitis B surface antigen.

*There can be areas of grey zone among the various phases of natural courses.

°Fibrosis stages can progress during the natural courses, but may vary according to degree of accumulation of liver injury.
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