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Overseas born (non-Australian born) 93% 2 Adefovir + entecavir (0.5 or 1.0mg") 0/30 (0%)
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- The aim of the study was to describe the prevalence and nature of hepatitis B virus (HBY) | Known family history of liver disease 47% . . : %)
. . . . . . . N . 3 prior AVT regimen 16% 21% 20% 15% Tenofovir 0/17 (0%)
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- Adults with CHB attending tertiary outpatient clinics Table 2. Current AVT Regimen (21 dose missed in last 28 days) Conclusions
- Receiving one or more AVT =26 months
- HIV, HCV, HDV co-infection, and/or concurrent immunomodulatory therapy excluded Current AVT Regimen? % Mean duration of current | Table 5. Most Common Drug-Resistance Mutations  CHB patients receiving AVT in Australia are predominantly
- Demographic and clinical data collected: 2 (N=754) regimen * SD (months) 2 PE— - Overseas born (93%)
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receiving AVT 26 months Telbivudine e 29144 N236T 8 4%) 2 (25%) - The majority are
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I l 3 Table 3. Clinical CHB Status of Patients Receiving AVT P120T + L180M + M204V/I 2 (1%) 1(50%) - 29% of patients with detectable HBV DNA
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