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Key Findings Conclusion

O At week (W) 24, 35% of patients treated with bulevirtide (BLV) 2 mg or 10 O Biochemical responses were observed in the majority of W24 PRs and a O Continued BLV treatment through 96 weeks
mg monotherapy had suboptimal early virologic response, including 11% subset of NRs, primarily in the first 24 weeks benefited the majority of suboptimal early
nonresponders (NR) and 24% partial responders (PR) O Virologic and biochemical responses at W96 were similar between BLV 2 virologic responders

O After 96 weeks of BLV 2 mg or 10 mg monotherapy: mg and 10 mg in suboptimal early virologic responders (NR or PR at W24)
— W24 PRs: 74% VRs, 23% PRs O 4 of the 5 patients who remained NR from W24 to W96 achieved >50% ALT
— W24 NRs: 47% VRs, 20% PRs improvement from BL at W96
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Results

Figure 5 Changes in ALT Levels Over Time

Objective

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

1501 ¢ NRW24 (n=10) 150+ * NRW24 (n=5)

O Evaluate if continued BLV monotherapy for 96 weeks leads to

improvement in virologic and biochemical responses among e el
patients who had suboptimal early virologic response at week g 3
(W) 24 §1oo- §1oo-| |
£ 2.
Age, years, mean (SD) 41(9) 41 (7) 44 (12) £ 71y ] 75'/‘\ i /\ \\ .
§ _ _ . b —44 5 1] Nt
s d D - Male sex, n (%) 62 (67) 21 (62) 11 (73) 5% | — 50 INKU T3 1L N] A
tudy Design E R Y
Race, n (%)
O Subanalysis of interim W96 data from CHD patients receiving BLV White 81 (88) 33 (97) 8 (53) COR B k3 72 st COEIE kS 72 6
monOtherapy N StUdleS MYR204 (NCT03852433) and MYR3O1 Asian 9 (10) 1 (3) 7 (47) Decline at W96 is expressed as median (Q1, Q3) change from BL.
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O Key inclusion criteria: O Improvements in ALT levels were observed in most W24
. , Cirrhosis, n (%) 44 (48) 13 (38) 4 (27) : : : :
— Participants who completed 96 weeks of treatment with BLV suboptimal virologic responders over time
monotherapy (2 or 10 mg) from MYR301 and MYR204 Platelets, % 102 cells/mm3, mean (SD) 162 (49) 170 (49) 157 (59)
— CHD with or without cirrhosis (Child-Turcotte-Pugh score <6 Liver stiffness, kPa, mean (SD) 14.6 (8.9) 13.0(6.6) 1.8 (7.1) Figure 6 ALT Categorical Shifts Over Time in W24 Suboptimal
<7 , _ Virologic Responders (BLV 2 + 10 mg)
or <7 in MYR204 and MYR301, respectively) Alanine ALT, U/L, median (Q1, Q3) 95 (71,139) 93 (60,125) 101 (52,146)
aminotransferase (ALT) >1 x to <10 X upper limit of normal _ PR at W4
(ULN) HDV RNA, log, IU/mL, mean (SD) 5.3 (1.1) 5.3 (1.3) 4.4 (1.9) (n=34)
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*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 NR was missing ALT data at \W48. _ » _ o
IU/mL from BL GT: PR group: 4 had HBV GT A: NR group: 3 had HBV GT A, 1 had missing HBV GT. ALT, glanln_e aminotransferase; BL, baseline; BLV, bulevirtide; NR, nonresponder; PR, partial responder; ULN, upper limit of normal,
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from BL or undetectable HDV RNA O ALT categories improved over time in W24 suboptimal virologic
O Baseline characteristics were evenly balanced among W24 responders

O Suboptimal VRs at W24 were defined as NR or PR

virologic response groups.

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

W24 to W96
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*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. O Mean HDV RNA improved over time in all W24 virologic O ALT improved by greater than 50% from BL in Patients 1, 2, 3,
BLV, bulevirtide; EOS, end of study; EOT, end of treatment; PEG, pegylated interferon alpha.
response groups and 4 at W96
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