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Chronic hepatitis B: The scale of the challenge

Number of global deaths and years of life lost (YLLs) in GBD 2016, and in the 2040 forecast

*Approximate numbers of people are shown at key steps.
Guidelines expansion refers to the existing treatment guidelines

YLLs (thousands) Deaths (thousands)
2016 2040 forecast 2040 better health 2040 worse health 2016 2040 forecast 2040 better 2040 worse
scenario scenarnio health scenario  health scenario
All causes 158586498 1529212-73 118889929 217042182 5469858 7526326 6257088 96717.00
(1559572:96- (131516566 (1021216.03- (185843376~ (54028.68- (67310-21- (5567551~ (86181-44-
1613799-53) 1744642.71) 1357596-47) 2480811.12) 55514-89) 83866-49) 70026.74) 107125:85)
Cirrhosis and other 37283.07 4832415 4415829 5314400 1256-85 190364 178720 2014-49
chronic liver diseases (35413-31- (4365569~ (39536-81- (4839475~ (1197-09- (1760-57- (1637-35- (1881-85-
41442:98) 54757-85) 5045238) 60100-36) 1376-86) 2097-77) 1979-96) 2228-68)
Cirrthosis and other 10846-50 14880-49 1430872 1569763 36557 58217 572-65 593-64
chronic liver diseasesdue (978789~ (1289914~ (1236822- (13716-23- (330-81-42257)  (514-27-683-44) (502:98-670-06) (530-13-69012)
to hepatitis B 12777-41) 17732:38) 16964.03) 18707.04)
Liver cancer 2091571 3548707 3293035 3772938 82894 167963 1602:50 172016
(20029-12- (27243.22- (26712.73- (2831122 (796-16-857.96)  (1311-17-2297.91) (1328-19- (131530
21730-96) 49 706-06) 43698-83) 55428-12) 2098.20) 2493-46)
Liver cancer due to 970402 15984.92 15042:06 16334-40 34953 702-26 67835 688.77
hepatitis 8 (849514~ (1174251~ (1170198~ (1164345~ (301-96-391.78)  (515-29-983-42)  (529-85-899-84) (49829~
10 846-75) 22690-54) 20344-07) 24.443-45) 1007-57)

Clinical benefit from antivirals

Foreman et al., The Lancet 2018
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The Four Disease Phases of Chronic Hepatitis B

HBeAg
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HBeAg positive HBeAg positive HBeAg negative HBeAg negative
Chronicinfection Chronic hepatitis Chronic infection : Chronic hepatitis
(formerly immune tolerant) (formerly immune active) (formerly immune control) : (formerly immune escape)
Phase 1 Phase 2 Phase 3 Phase 4
cccDNA +Hi+ +H++ + +++
HBcrAg 4 bt From negative to + From negative to ++
Serum HBV RNA +++4+ +HEE Mostly negative From negative to +
L-HBsAg B s ot - 4

ALT = alanine aminotransferase. cccDNA = covalently closed circular DNA. HBcrAg = HBV core-related antigen.
HBV = hepatitis B virus. L-HBsAg = large HBsAg
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HEPATITIS B VIRUS: AN ONCOGENIC VIRUS




Association between Viral Load and HCC Risk in CHB

REVEAL-HBYV Study

= A population-based, long-term prospective study on 3,653 previously untreated, non-cirrhotic
CHB patients enrolled in Taiwan between 1991-1992: 85% were HBeAg-negative

Cumulative Incidence of HCC by HBV DNA Level at Study Entry
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Chen CJ et al. JAMA 2006;295:65-73
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UNTREATED CHB AND HCC RISK

Host factors Viral and disease factors

‘ Cirrhosis

HBV DNA >2000 |U/mL

>40 years of age EIevated ALT
‘ Prolonged time to HBeAg
Family history of HCC seroconversion

‘ Development of HBeAg— CHB

Born in Sub-Saharan Africa /
and Asia Genotype C

D Modifiable factors D Non-modifiable factors

Chen CJ, et al. JAMA 2006;295:65-73; lloeje UH, et al. Gastroenterology 2006;130:678-86;
Wong G, J Hepatol 2018;69:793-802; Tong M, et al. Aliment Pharmacol Ther 2018;47:1181—
200; Yip CF, APASL 2018; Oral YIA-C-05; Terrault NA, et al. Hepatology 2018;67:1560-99;
Yu MW, et al. J Natl Cancer Inst 2005;97:265-72; Yang HlI, et al. NEJM 2002;347:168—-74. « HBeAg: hepatitis B ‘e’ antigen; HCC: hepatocellular carcinoma.

ALT: alanine aminotransferase; CHB: chronic hepatitis B;
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HBYV integration plays a key role in HBV-related
hepatocarcinogenesis

»IcchNAH » (e »
pgRNA* L

Inflammation Cirrhosis
HEVODNA -
integration>-6

HCC
Intrahepatic HBV transcriptional activity is associated with liver inflammation and disease
progression and HBV DNA integration further contributes to hepatocarcinogenesis®=°

1. Budzinska MA, et al. Genes (Basel) 2018;9:365; 2. Liang L-B, et al. Int J Infect Dis 2016;52:77-82; 3. dsIDNA: double-gtranded linear DNA;
Larsson SB, et al. Liver Int 2014;34:e238-45; 4. Ding W-B, et al. Hepatology 2021;74:1480-95; 5. Tu T, et rcDNA: relaxed circular DNA.
al. J Viral Hepat 2015;22:737-53; 6. Zhao LH, et al. Nat Commun 2016;7:12992.
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THE RATIONALE FOR EARLY TREATMENT:
TO MITIGATE THE RISK OF LIVER CANCER




Events associated with Hepatocarcinogenesis

Clonal hepatocyte expansion in immune tolerant’ patients
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Age-related immune changes in CHB

Gastroenterology 2020;159:652-664

Effects of Hepatitis B Surface Antigen on Virus-Specific and
Global T Cells in Patients With Chronic Hepatitis B Virus infection

Nina Le Bert,'* Upkar S. Gill,>* Michelle Hong,"* Kamini Kunasegaran,' Damien Z. M. Tan,’
Raidah Ahmad,’ Yang Cheng,® Charles-A. Dutertre,'* Andreas Heinecke,” Laura Rivino,'
Anthony Tan,' Navjyot K. Hansi,® Min Zhang,® Sujuan Xi,° Yutian Chong,® Stefan Pflanz,”
Evan W. Newell,® Patrick T. F. Kennedy,”® and Antonio Bertoletti'**
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HBs-T response: €/13
HBs dominance: 0/8

Le Bert*, Gill*, Hong* et al., Gastroenterology 2020




Non-Linear Parabolic Association
between HBV DNA Levels and HCC Risk

Definition of IT Phase CHB by Guidelines
-
§ 3 Guidelines HBV DNA ALT Tx
25
= R APASL 2016 >2 x 7 logqo IU/mL normal No
=82
> Y
x I
g No
(8) 1 EASL 2017 >7 logqo IU/mL normal  (may consider
&) Tx if age >30)
I
0 Normal
| | | | | ;
0 5 4 5 8 10 AASLD 2018 >6 log101U/mL or mildly No
elevated

HBV DNA level at baseline, log,, IU/mL

Highest risk of HCC with HBV DNA level around 6 log,, lU/mL

Kim GA, Lim YS, et al. Aliment Pharmacol Ther. 2020;51:1169-1179.
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Evidence of liver damage in immune control CHB

HBeAg negative CHB patients
Hepatology

Original research / w*
Whole exome HBV DNA integration is independent of ‘,,\,Dm\e““

the intrahepatic HBV reservoir in HBeAg-negative

chronic hepatitis B
Valentina Svicher,’ Romina Salpini,’ Lorenzo Piermatteo,’ Luca Carioti,’

— T 5P
Arianna Battisti,""2 Luna Colagrossi,'®> Rossana Scutari,' Matteo Surdo,* HBBHE '
Valeria Cacciafesta,” Andrea Nuccitelli,* Navjyot Hansi,? Integiante l/"l 4'/1”" /J’l

\ HBV DNA

Francesca Ceccherini Silberstein,’ Carlo Federico Perno,® Upkar S Gill,? < - Impactiof iy g
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Differential expression of intrahepatic viral markers
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Visualisation of HBV DNA
integrations within the viral genome

Patient No. Svicher, Salpini et al., Gut 2020
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SMARTER PATHWAYS AND BETTER ACCESS:
CLINICAL PRACTIEC GUIDELINES




EASL CPGs: Treatment indications

Statement

¢ |n principle, all HBsAg-positive individuals with detectable
HBV DNA are candidates for antiviral therapy. The indica-
tion for treatment is primarily based on HBV DNA and ALT
levels, fibrosis stage and risk of liver disease progression

and HCC (strong consensus).
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CHRONIC HEPATITIS B GUIDELINES

2 =
25 |l EASL CPG 2025

1
Undetected (Negative)

B chinese Guideline 2022/2023

(No HBV DNA cut-off of 2,000 IU/ml)

You H. et ai: Guidelines for chronic hepatitis B

@

| HBsag positve

Liver cirhosis, liver failure, HCC, NAs?, follow-up avery 3

! ver receiving | PN

T E— ¥
HEVDN therapy, DAA treatment for HCY with srict monioring)

)
Follow-up every 610 12
months

Follow-up every 6 1o 12 monthe

English Version: Journal of Clinical and Translational Hepatology 2023;
DOI: 10.14218/JCTH.2023.00320

HBsAg positive (chronic HBV infection)

Patiants with Chironic Hepaniis 8 *

Advanced fibrosis' or cirthosis
h fibi ki

laboratory values,

(either

histology or clinically)

[ (3 ]

Yes
HBV-DNA positive*

Yes

ALT >ULN or
ibrosis® or

+ Risk factors for HOG or
« Extrahepatic manifestions or
+ Immunosupression or

+ Risk for HBV transmission®

+ Exclusion of other liver
diseases if ALT is >ULN

(N

Anti-HBY treatment ][ Monitoring®

https://www.journal-of-hepatology.eu/article/S0168-8278(25)00174-6
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ANTIVIRAL
TREATMENT REGIMEN

j’t"v World Health
Organization

]

NS

TREAT ALL ADULTS and ADOLESCENTS

(including pre and non-pr

WHO Guideline 2024

L SIGNIFICANT FIBROSIS 3F2) or CIRRHOSIS (F4) regardies of HGY ONAor ALTlevels. AT
o Clinical esiteri for cirthosis® -
- APRI-05 WPa (adultsr Persistenty normef
2 HBY DNA>2000 IW/mL AND ALT level > ULN' ‘ HEV DNA
é <2000 1UimL
3. PRESENCE OF of any of following (regardiess of APRI score, HBY DA or ALT level)
= Coinfection (eg. HIV, HDV, H(
= Family history of iver cancer orcirthosis
= Immune suppression
. ig Absence of
ey cainfections,
- e vascuits) ovmobidiles,
extrzhepatic

In absence of access to HBY DNA assay

manifestations
tamily history of ver

4 PERSISTENTLY ABNORMAL ALT LEVELS ALONE

cancer or cirthasis

INITIATE ANTIVIRAL THERAPY AND MONITORY

=

https://link.springer.com/article/10.1007/s12072-026-11108-1

[

« Initiate TOF or TAF.

‘weel
TOF or TAF immediately

EFER
TREATMENT
AND MONITOR
090903
¥ ¥
I o | | eemme |
|
| l ‘Assess HBV DNA
| i receiving TOF or TAF,
continue therapy = ]
rmreerrs Wl oo [HBV oA =200,000 1UrmL| BV DA 200,000 1Urmi |
s e Eo
| e -
No treatment indicated getational vee)
|
|
I
|
Post-delivery |
T e
| period up to 6 months for withdrawal flares. Reinitiate
treatment for a significant withdrawal flare (ALT 25x ULN)
[ Broastiasding s safe whia aking TOF or TAF |

Management of Infant

https://journals.lww.com/hep/fulltext/10.1097/hep.0000000000001549~aasld-

At delivery: Receive HBIG and HBV vaccine within 12 hours,
Post delivery: Infants complete vaccine course
Age 9-12 months: Test for HBsAg and Anti-HBs.

idsa-practice-guideline-on-treatment-of-chronic




Simplified Treatment Algorithm

[ HBsAg positive (chronic HBV infection) ]
Y
Advanced fibrosis' or cirrhosis
(either diagnosed by laboratory values, non-invasive fibrosis markers, histology or clinically)

Yes | No l

Y

Y
{ HBV-DNA positive? ] [ HBV DNA 22,000 IU/ml ]

I No | Yes I Yes l No I
|

{

e ~
« ALT >ULN or |' » Exclusion of other liver ]

= Fibrosis® or diseases if ALT is >ULN
« Risk factors for HCC or

« Extrahepatic manifestions or
+ Immunosupression or

« Risk for HBV transmission*

Yes l No I

i v Y \ Y
[ Monitoring® ] [ Anti-HBV treatment ] [ Monitoring® ]

Equivalent of ISHAK F24 / Metavir F=3 (non-invasive assessment is preferred, LSM >8 kPa)

Sensitive NAT assay (Lower limit of detection <20 U/I)

Equivalent of ISHAK =F3 / Metavir 2F2 (non-invasive assessment is preferred, LSM 27 kPa)

The threshold values for HBV DNA vary depending on the activity and risk of transmission. Important: Tenofovir in pregnant women with HBV DNA =200,000 1U/ml
Anti-HBV treatment in HCC, HIV co-infection, extrahepatic manifestations, immunosuppression

Anti-HBV treatment in immunosuppression

ok WN =
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WHATS NEXT IN HEPATITIS B:
NEW THERAPIES




Efficacy and Safety of Bepirovirsen in Chronic Hepatitis B
Infection

The NEW ENGLAND JOURNAL of MEDICINE

ORIGINAL ARTICLE

Efficacy and Safety of Bepirovirsen
in Chronic Hepatitis B Infection

M.-F. Yuen, S.-G. Lim, R. Plesniak, K. Tsuji, H.L.A. Janssen, C. Pojoga, A. Gadano,
C.P. Popescu, T. Stepanova, T. Asselah, G. Diaconescu, H.J. Yim, J. Heo,
E. Janczewska, A. Wong, N. Idriz, M. Imamura, G. Rizzardini, K. Takaguchi,
P. Andreone, M. Arbune, J. Hou, S.J. Park, A. Vata, J. Cremer, R. Elston, T. Luki¢,
G. Quinn, L. Maynard, S. Kendrick, H. Plein, F. Campbell, M. Paff,
and D. Theodore, for the B-Clear Study Group*

\Q' Queen Mary

ABSTRACT

BACKCROUND
Bepirovirsen is an anrisense aligonucleotide that targers all hepatitis B virus (HEV)
messenger BNAs and acts wo decrease levels of viral proteins.

METHODS

‘We conducted a phase 2b, randomized, investigator-unblinded rrial involving par-
ticipants with chronic HEV infection who were receiving or not receiving nucleo-
side or nucleotide analogue (MA) therapy. Participants were randomly assigned
(im a %:3:3:1 rario) to receive weekly subcutaneous injections of bepirovirsen at a
dose of 300 mg for 24 weeks (group 1), bepirovirsen at a dose of 300 mg for 12
weeks then 150 mg for 12 weeks (group 2), bepirovirsen at a dose of 300 mg for
12 weeks then placebo for 12 weeks (group 3), or placebo for 12 weeks then
hepirovirsen at a dose of 300 mg for 12 weeks (group 4). Groups 1, 2, and 3 received
loading doses of bepirovirsen. The composite primary outcome was 4 hepatitis B
surface antigen (HEsAg) level below the limir of detection and an HEV DMA Level
below the limit of quantification maintzined for 24 weeks after the planned end of
bepirovirsen trearment, without newly initiated antiviral medication.

RESULTS

The intention-to-trear population comprised 457 participants (227 receiving NA
therapy and 230 not receiving MA therapyl. Among those receiving MA therapy, a
primary-gutcome event accurred in G participants (%; 95% credible interval, 0 o
31) in group 1, in & (9% 95% credible interval, 0 to 43) in group 2, in 2 (3%; 95%
credible interval, 0 to 16) in group 3, and O (0% post hoc credible interval, 0 o 8)
in group 4. Among participants not receiving MA therapy, a primary-outcome event
oocurred in 7 participants (10%; 95% credible interval, 0 wo 38), 4 (6%; 95% credible
interval, 0 to 25), 1 (1% post hoc credible interval, 0 to &), and O (0% post hoc
credible interval, O wo B), respectively. During weeks 1 through 12, adverse events,
including injection-site reactions, pyrexia, fatigue, and increased alanine amino-
teansferase levels, were more common with bepirovirsen (groups 1, 2, and 3) than
with placeba (group 4).

CORCLUSIONS

In this phase 2b trial, bepirovirsen ar a dose of 300 mg per week for 24 weeks
resulted in sustained HBsAg and HBV DMNA loss in 9 to 10% of participants with
chronic HEV infection. Larger and longer trials are required to assess the efficacy
and safety of bepirovirsen. (Funded by GSK; B-Clear ClinicalTrials.gov number,
NCT04449020.)

M OEHGL | MED BT HEMOES  MOVEMERR 34, 202

The antfeers’ fusll nasnes, academi - degrees,
and affikations ane ed in the Appendis
De. Yuen can be contacted at mfpueni@
ke hk o a1 Re 405, Professorial Block,
Quien Mary Hospital, Palkfilas Rd., Hang
Ewng, Chin

“The members of the B-Clear Swidy
Geoup ane isted in the Supplementary
Appendis, available a1 MEJMLorg.

Dws Yuen e Lin contribu ted egually 1o
it artacle

This article wis published on Nevember 3.
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Strategies for Functional CURE in Chronic Hepatitis B

CAPSID ASSEMBLY.
ENTRY INHIBITOR MODULATORS
Bulevirtide Class A
A2342 Class E
mAbs
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Boost Immune Response

Innate Immunity

TLR 7/8 agonist

ALPK1 agonist

Therapeutic MAA 4

Vaccines

Metabolic IDO1
regulation Arginase

CAR-T cells:

- Anti-HBs

exhaustion

PD1/PD-L1
blockade

Immunomodulatory agents

Lim SG et al, Nat Rev Gastroenterology Hepatology 2023
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What is Bepirovirsen (Bepi) and how does it work?

Complementary DNA

| | .
(gapmer) e How does it work?

Inhibit HBV

W replication

RNA flanking RNA flanking

Functional
cure
of CHB

* Bepirovirsen is anti-sense
oligonucleotide (ASO) comprising a mix
of DNA and RNA molecules

* |[tis delivered by injection
subcutaneously weekly for 24 weeks

Stimulates immune
responses to
clear infected
hepatocytes

o
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Clinically meaningful rates of functional cure in virologically
suppressed patients with chronic hepatitis B infection treated with
bepirovirsen: B-Well Phase 3 Trials

Professor Seng-Gee Lim, National University Health System, Singapore,
on behalf of the B-Well Study Group

« Jinlin Hou*, Seng-Gee Lim*, Maria Buti, Man-Fung Yuen, Edward Gane, Pietro Lampertico, Norah Terrault, Huy Nguyen, Hyung
Joon Yim, Qing Xie, Jianmei Lin, Yunqing Qiu, Wen-Juei Jeng, Jeong Heo, Cheng-Yuan Peng, Chien-Hung Chen, Wan-Long
Chuang, Yao Xie, Maria Hlebowicz, Nevin Idriz, Rajiv Mehta, Kosh Agarwal, Monica M. Gomes da Silva, Alex Franca, Roxana

Cernat, Apinya Leerapun, Carla S. Coffin, Adrian Gadano, Pietro Andreone, Shigetoshi Fujiyama, Vasileios Sevastianos, Yuichiro
Suzuki, Vlad Ratziu, Ghassan Riachi, Hartmut Stocker, Tien Huey Lim, Tarik Asselah, Yasuhito Tanaka, Jacinta Holmes, Xieer
Liang, Jennifer Cremer, Tamara Lukic¢, Helene Plein, Geoff Quinn, Yu Tao, Melanie Paff, Dickens Theodore, Robert Elston, for the
B-Well Study Group

EASL 2026
28 |\/|ay 2026 *Co-lead authors: Professors Hou and Lim contributed equally to this publication
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Key Findings of Bepirovirsen treatment in phase 3 trial
compared to placebo (patients taking nucleoside analogues)

* Primary outcome « Secondary outcome
Functional cure in participants with Functional cure in participants with
baseline HBsAg <3000 IU/mL baseline HBsAg <1000 IU/mL

26%

Pooled functional cure rate: Pooled functional cure rate:

19% * Bepirovirsen 19%
* Placebo 0%

* Bepirovirsen 26%
* Placebo 0%

0% 0%

233/1220 0/614 200/768 0/393
Bepirovirsen Placebo Bepirovirsen Placebo
Pooled Pooled

o
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Bepirovirsen Main Side Effects

Events reported in >10% of patients SAFETY
Pooled safety population

Bepirovirsen Placebo

n (%) N=1223 (%) | N=611 (%) - Stopping treatment due to side effects

Injection site erythema 384 (31) 12 (2) * 4/1220 patients for high ALT (liver inflammation)
Injection site pain 277 (23) 31 (5)  8/1220 due to low platelet count

Injection site pruritus 219 (18) 9 (1) * No deaths, bleeding or liver failure due to bepirovirsen
Injection site bruising 176 (14) 28 (5) treatment

ALT increased 269 (22) 18 (3) + Bepirovirsen belongs to the ASO class of agents which are
AST increased 183 (15) 8 (1) known to have transient side effects such as low platelet
Pyrexia 236 (19) 18 (3) count and mild kidney effects

Platelet count decreased 180 (15) 5(1) - In summary, Bepi is considered to have an acceptable safety
Headache 168 (14) 70(11) profile

Upper respiratory tract infection 147 (12) 72 (12)
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Things you need to know about Bepi treatment

* Bepirovirsen comes as an During therapy you will need
Injection that is monitoring
frozen/refrigerated * Platelet count

* Given weekly subcutaneously * LFT:ALT level
preferably in abdomen region * Kidney function

 Duration is 24 weeks of * You need to continue oral
injections tablets during bepirovirsen

treatment and only stop when

* Two loading doses means the you are advised by your doctor

first 2 weeks needs two
Injections

L
% Queen Mary
University of London




COMBINATION APPROACHES, NEW AGENTS
AND NEW MECHANISMS TO WATCH




Peginterferon alpha-2a add-on to siRNA JNJ-73763989 in untreated patients in the HBeAg+

disease phases of chronic hepatitis B (CHB): the phase 2 REEF-IT study

54 Participants enrolled Treatments received

HBsAg Change from Baseline (log,, IlU/mL)

v Induction phase (36 to 52 weeks):
- JNJ-3989 + NA for 36 to 52 weeks
- 27/54 also received bersacapavir (2 to 32 wks)*
v IFN add-on phase (12 weeks):
- JNJ-3989 + NA + peglFN-a2a
v Follow-up phase (48 weeks):
\ - NA unless completion criteria were met y

~

v HBeAg positive chronic
infection/hepatitis

v' Currently not treated

v Age 218 to <55 years

v ALT <2x ULN

v 67% were ,immune-tolerant*

\ J

HBsAg reduction from baseline

HBsAg loss HBeAg loss

100 = .

b B09
at least once 80

60+

40+

Patients (%)

204

at FU W48

Fuw24

FUW48

EQI EOT

m 22 log,, IU/mL reduction m 23 log,, ILVmL reduction -um_,lumm_)

<

4 . ™
Conclusions:

v Profound reductions of HBsAg on- and off-treatment with JNJ-3989+NA
v Further reduction by 21.0 log during IFN-a in 23.4% of participants
v No participant met the primary endpoint of functional cure at FUW24

. HBsAg loss in 20.4% with maintenance to end of study in 11.1% y

JNJ-3989 = bersacapavir + NA

+IFN

—a—

N

HBsAg Mean (SE)

T T T T 1
EOT FUW12 FUW24 FUW36 Fuw4s

Time (weeks)

& >0.5log,, IU/mL <0.5 log,, IU/mL
Additional reduction with IFN-a versus predicted decline

Patrick T Kennedy, et al. Gut 2025. DOI: 10.1136/gut-2025

BMJ ng gut.bmj.com X@Gut BMJ

*CAM-E bersacapavir was discontinued as study intervention via protocol amendment




Promising Trial data from EASL 2026

ALIGOS Phase 1 ftrial: Pevifoscorvir in HBeAg-positive treatment naive or currently-not-treated
patients with CHB for 96 weeks and then NUCs for 8 weeks. yuen MF, et al. EASL 2026. WED-602.

THERAPEUTICS

Tune-401-001: Phase 1b/2a proof of concept trial of Tune-401, a first-in-class epigenetic

TTTTTTTTTTTT

[0 ELIMINATE B: An ongoing Phase 1 trial assessing safety, PK, and antiviral activity of
O&Q PRECISION PBGENE-HBYV (a first-in-class gene editor) for patients with CHB. yuen MF, et al. EASL 2026. LBP-043.

\Q' Queen Mary

University of London
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WHATS NEXT IN CHB: TAKE HOME MESSAGES

Functional cure is now achievable

Can combination approaches (siRNA & ASO) increase functional cure rates- studies ongoing

Early treatment with NAs (and as a bridge to Functional cure)

We need to upscale scale diagnosis and access to treatment

o
% Queen Mary
University of London

We need to prepare now for the initiation and management of Bepi in the clinic
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