
Figure 6 ALT Categorical Shifts Over Time in W24 Suboptimal 
Virologic Responders (BLV 2 + 10 mg)

Table 1 Baseline Characteristics by W24 Virologic Response Group 
(BLV 2 + 10 mg)

Continued Treatment of Early Virologic Nonresponders or Partial Responders With Bulevirtide 
Monotherapy for Chronic Hepatitis Delta Leads to Improvement in Virologic and Biochemical 
Responses: Results From an Integrated Analysis at Week 96

Results

Study Design
o Subanalysis of interim W96 data from CHD patients receiving BLV 

monotherapy in studies MYR204 (NCT03852433) and MYR301 
(NCT03852719)

o Key inclusion criteria:

‒ Participants who completed 96 weeks of treatment with BLV 
monotherapy (2 or 10 mg) from MYR301 and MYR204

‒ CHD with or without cirrhosis (Child-Turcotte-Pugh score ≤6 
or ≤7 in MYR204 and MYR301, respectively) Alanine 
aminotransferase (ALT) >1 × to <10 × upper limit of normal 
(ULN)

‒ Alanine aminotransferase (ALT) >1× to <10× upper limit of 
normal (ULN)

‒ Platelets ≥90,000 cells/mm3 (MYR204) or platelets ≥60,000 
cells/mm3 (MYR301)

o Virologic response groups were defined as:

‒ Nonresponder (NR): HDV RNA decrease <1 log10 IU/mL from 
baseline (BL)

‒ Partial responder (PR): HDV RNA decrease ≥1 and <2 log10
IU/mL from BL

‒ Virologic responder (VR): HDV RNA decrease ≥2 log10 IU/mL 
from BL or undetectable HDV RNA

o Suboptimal VRs at W24 were defined as NR or PR
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Figure 2 Early Virologic Response at W24Introduction
o Bulevirtide (BLV), a novel entry inhibitor of hepatitis delta virus 

(HDV), is approved in the EU, Great Britain, Switzerland, 
Australia, and the Russian Federation for the treatment of chronic 
hepatitis delta (CHD) in patients with compensated liver disease1,2,3

o In HDV clinical studies, on-treatment virologic response has been 
defined as achieving an undetectable level of HDV RNA or a ≥2 
log10 IU/mL decline in HDV RNA from baseline4,5

o In the Phase 3 Study MYR301, treatment with BLV 2 mg/day 
monotherapy resulted in virologic response rates of 76% and 
82% at 1 and 2 years5,6

o The extent of benefit from continued therapy for patients who do 
not achieve virologic response after 24 weeks of treatment 
requires further investigation
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Objective
o Evaluate if continued BLV monotherapy for 96 weeks leads to 

improvement in virologic and biochemical responses among 
patients who had suboptimal early virologic response at week 
(W) 24

Figure 1 MYR301 and MYR204 Study Designs

*8 patients discontinued the study by W96 and were not included: 4 were VR at W24, 1 patient receiving BLV 10 mg was 
considered a NR at W24 due to missing data but discontinued the study prior to W96, and the other 3 discontinued the study prior to 
W24. BLV, bulevirtide; NR, non-responder; VR, virologic responder; W, week.

o Baseline characteristics were evenly balanced among W24 
virologic response groups.

Figure 4 Progression of Responses in W24 Suboptimal Virologic 
Resopnders

Figure 3 Mean HDV RNA Over Time by Dose

Decline at W96 is expressed as mean (SD) change from BL.
BL, baseline; BLV, bulevirtide; HDV, hepatitis delta virus; NR, nonresponder; PR, partial responder; VR, virologic responder; W, week.

o Mean HDV RNA improved over time in all W24 virologic 
response groups

BLV, bulevirtide; NR, nonresponder; PR, partial responder; VR, virologic responder; W, week.

o Treatment responses improved over time in W24 suboptimal 
virologic responders

*BLV VR group: 2 had HDV GT 5, 1 had missing HDV GT. **BLV VR group: 1 had HBV GT E, 6 had HBV GT A, 3 had missing HBV 
GT; PR group: 4 had HBV GT A; NR group: 3 had HBV GT A, 1 had missing HBV GT.
ALT, alanine transaminase; GT, genotype; HBeAg, hepatitis B e antigen; HBsAg, hepatitis B surface antigen; HBV, hepatitis B virus; 
HDV, hepatitis delta virus; IFN, interferon; IQR, interquartile range; NA, nucleos(t)ide analogue; NR, nonresponder; PR, partial
responder; Q, quartile; VR, virologic responder; W, week.

o Improvements in ALT levels were observed in most W24 
suboptimal virologic responders over time

o ALT categories improved over time in W24 suboptimal virologic 
responders

Figure 5 Changes in ALT Levels Over Time

Figure 7 ALT Change in the Five Patients Who Remained NR From 
W24 to W96

o ALT improved by greater than 50% from BL in Patients 1, 2, 3, 
and 4 at W96

*3 patients from MYR204 BLV 10 mg and 5 patients from MYR301 BLV 2 mg and BLV 10 mg groups were not included in this analysis
due to not completing 96 weeks of therapy.
BLV, bulevirtide; EOS, end of study; EOT, end of treatment; PEG, pegylated interferon alpha.

o At W24, 35% (49/141) were suboptimal VRs

Decline at W96 is expressed as median (Q1, Q3) change from BL.
ALT, alanine aminotransferase; BL, baseline; BLV, bulevirtide; HDV, hepatitis delta virus; NR, nonresponder; PR, partial responder; 
Q, quartile; VR, virologic responder; W, week.

2 VRs were missing ALT data at W24 and W72; 1 VR was missing ALT data at W16. 2 NRs were missing ALT data at W24, and 1 
NR was missing ALT data at W48.
ALT, alanine aminotransferase; BL, baseline; BLV, bulevirtide; NR, nonresponder; PR, partial responder; ULN, upper limit of normal; 
VR, virologic responder; W, week.

ALT, alanine aminotransferase; BL, baseline; BLV, bulevirtide; NR, nonresponder; W, week.

Key Findings Conclusion
o At week (W) 24, 35% of patients treated with bulevirtide (BLV) 2 mg or 10 

mg monotherapy had suboptimal early virologic response, including 11% 
nonresponders (NR) and 24% partial responders (PR)

o After 96 weeks of BLV 2 mg or 10 mg monotherapy:
− W24 PRs: 74% VRs, 23% PRs
− W24 NRs: 47% VRs, 20% PRs

o Biochemical responses were observed in the majority of W24 PRs and a 
subset of NRs, primarily in the first 24 weeks

o Virologic and biochemical responses at W96 were similar between BLV 2 
mg and 10 mg in suboptimal early virologic responders (NR or PR at W24)

o 4 of the 5 patients who remained NR from W24 to W96 achieved >50% ALT 
improvement from BL at W96

o Continued BLV treatment through 96 weeks 
benefited the majority of suboptimal early 
virologic responders

VR
n = 92

PR
n = 34

NR
n = 15

Age, years, mean (SD) 41 (9) 41 (7) 44 (12)

Male sex, n (%) 62 (67) 21 (62) 11 (73)

Race, n (%)

White 81 (88) 33 (97) 8 (53)

Asian 9 (10) 1 (3) 7 (47)

Black 2 (2) 0 (0) 0 (0)

Cirrhosis, n (%) 44 (48) 13 (38) 4 (27)

Platelets, ×103 cells/mm3, mean (SD) 162 (49) 170 (49) 157 (59)

Liver stiffness, kPa, mean (SD) 14.6 (8.9) 13.0 (6.6) 11.8 (7.1)

ALT, U/L, median (Q1, Q3) 95 (71,139) 93 (60,125) 101 (52,146)

HDV RNA, log10 IU/mL, mean (SD) 5.3 (1.1) 5.3 (1.3) 4.4 (1.9)

HDV genotype 1, n (%)* 89 (97) 34 (100) 15 (100)

HBsAg, log10 IU/mL, mean (SD) 3.7 (0.5) 3.6 (0.8) 3.5 (0.7)

HBV DNA, log10 IU/mL, mean (SD) 1.5 (1.5) 1.3 (1.1) 1.3 (1.7)

HBeAg positive, n (%) 13 (14) 5 (15) 0 (0)

HBV genotype D, n (%) 82 (89) 30 (88) 11 (73)

Previous IFN therapy, n (%) 44 (48) 19 (56) 8 (53)

Concomitant HBV NA therapy, n (%) 52 (57) 18 (53) 9 (60)

PRs at W24
(n = 34)

NRs at W24
(n = 15)
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