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Natural History and Potential Options in the
Medical Treatment of Hepatitis B
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Chronic HBYV infection

A h 4 y

<1.0%
Chronic hepatitis B Inactive carrier state
I
2-6% for HBeAg(+) hepatitis B
8-10% for HBeAg(-) hepatitis B
<0.2%
. 2-3% °
Compensated
cirrhosis
3-5% *,,
N 7-8%
Decompensated - Hepatocellular
cirrhosis Carcinoma
20-50%
20-50%
> Death

%] 1. Estimated annual rates of progression through different clinical states.
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TABLE 3. Treatment Options for Liver Transplant Recipients with Hepatitis B Infection

Clinical setting Primary treatment option Other options

ESLD. pre-LT treatment naive Entecavir Combination therapy:
lamivudine with adefovir

lamivudine with tenofovir

ESLD. pre-LT drug resistance to lamivudine Add tenofovir or adefovir Change to entecavir

ESLD. pre-LT drug resistance to adefovir Add entecavir Add entecavir or lamivudine
Change to tenofovir

ESLD, pre-LT drug resistance to entecavir Add tenofovir Add adefovir

ESLD. pre-LT drug resistance to tenofovir Add entecavir Add lamivudine

Change to Truvada (combination of
tenofovir and emtricitabine)

Post-LT prophylaxis of recurrence HBIG (IV with immediate transition Combination of nucleoside and
to IM therapy) with nucleoside or nucleotide
nucleotide adjusted for renal
function

Entecavir and tenofovir

Tenofovir and emtricitabine

Tenofovir and lamivudine

Adefovir and lamivudine
Active CH-B post-LT treatment naive Entecavir Combination therapy
Active CH-B post-LT resistance Combination therapy 5w b

Abbreviations: ESLD. end-stage liver disease: LT, liver transplantation: HBIG. hepatitis B immunoglobulin: IV, intravenous:
and IM, intramuscular.
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