Low Rate of Hepatitis B Reactivation Among Patients with
Chronic Hepatitis C During Direct Acting Antiviral Therapy
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o Retrospective cohort study conducted at NIH

(US) and Toronto Centre for Liver Disease

Table 2. Characteristics of patients with HBV reactivation (n=8/79) Table 3. ALT elevations throughout DAA treatment

(Canada)
o Maior inclusion criteria: ID Geno DAA regimen SVR Ere-DAA Pre-DAA Pre-DAA On-DAA Off-DAA Peak ALT n (%) Before During After Peak ALT
’ | - type (duration) cirrhosis HCV RNA HBV DNA HBV DNA HBV DNA on/off-DAA AA  DAA  DAA LN
o CHC (anti-HCV and HCV RNA positive ) (log 1U/mL) (1U/mL) (1U/mL) (1U/mL) (x ULN) (X )
o Treated with DAAS 1 1b SOF-LED Yes Yes 6.4 Neg Wk4 52 Wk2  Neg 0.9 ALT >1.5x ULN 32 (19) 26 (81) 4(13) 2(6.3) 5.5
Prior exposure to HBV (HBsAg negative RS Wik17 Neg ;
O p F ( g neg 5 1 SOF-LED Ves Ves 5.6 Neg Wk4 <20 14 ALT flare >1.5x ULN* 4 (2.3) 2(1.2) 2(1.2) 0 (0.0) 5.0
and anti-HBc positive) -
. R (24 wks) Wk 8 184 ALT >2.0x ULN 26 (15) 23(89) 2(7.7) 1(3.8) 55
o Avallable serum samples from clinic visits 3 1a SOF-LED Yes Yes 6.5 Neg Wk 4 Neg Wk 15 33 0.5
before, during and after DAA treatment (24 wks) Wk 24 Neg ALT flare >2.0x ULN* 3(1.8) 2(1.2) 1(0.6) 0(0.0 5.0
o Samples were tested for HBV DNA (Roche 4 sa SSZF'FiBV ves No 0.8 Neg at g' ;20 mz g Ezeg 0.8
COBAS Assay) and HBsAg at each time point (12 wks) 9 Wk1o N *ALT elevation during at least two consecutive visits.
€9
o HBV reactivation was defined as: 5 la SOF-LED Yes No 5.6 Neg Wk 4 <20 Wk 14 <20 0.4 Abbreviations: ALT, alanine aminotransferase; DAS, daclatasvir; LED,
o Detectable HBV DNA, if initially negative, or (12 wks) Wk 12 <20 I_edipas_vir; OMB,_ ombita_lsvir; PAR, paritaprevir; RBYV, ri_bavirin_; RT\_/,
- o 6 1 SOF-LED Yes Yes 6.1 Neg Wk 4 <20 Wk 13 Neg 0.4 ritonavir; SIM, simeprevir; SOF, sofosbuvir; SVR, sustained virologic
o Quantifiable HBV DNA, it initially detectable (12 wks) Wk 12 Neg response —
(<20 1U/ml) £ HBsAg seroreversion 7 2b SOF-RBV Yes No 6.9 Neg Wk4 Neg Wk4  Neg 0.6 —
8 1 SOF-LED Yes Yes 6.9 Neg Wk 4 Neg Wk1l Neg 0.6 Kin Seng Liem k.s.liem@erasmusmc.nl —
(24 wks) Wk 14 <20 MD, PhD candidate seng.liem@uhnresearch.ca =



