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Disclosures

Lawrence M. Blatt is an employee and stockholder of Aligos Therapeutics, Inc.
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This presentation contains forward-looking statements within the meaning of the Private Securities Litigation Reform Act of 1995. All statements other than
statements of historical facts contained in this presentation, including statements regarding our future results of operations and financial position, business strategy,
prospective drugs and drug candidates, the potential scope, progress, results and costs of developing our drug candidates or any other future drug candidates, the
potential market size and size of the potential patient populations for our drug candidates, the timing and likelihood of success of obtaining drug approvals, ability to
maintain existing, and establish new, strategic collaborations, licensing or other arrangements, plans and objectives of management for future operations, the scope of
protection we are able to establish and maintain for intellectual property rights covering our drug candidates, future results of anticipated drugs and drug candidates,
and the impact of global events and other macroeconomic conditions on the business are forward-looking statements. These statements involve known and unknown
risks, uncertainties and other important factors that may cause our actual results, performance or achievements to be materially different from any future results,
performance or achievements expressed or implied by the forward-looking statements. Because forward-looking statements are inherently subject to risks and
uncertainties, some of which cannot be predicted or quantified and some of which are beyond our control, you should not rely on these forward-looking statements
as predictions of future events. The events and circumstances reflected in our forward-looking statements may not be achieved or occur and actual results could differ
materially from those projected in the forward-looking statements. Except as required by applicable law, we do not plan to publicly update or revise any forward-
looking statements contained herein, whether as a result of any new information, future events, changed circumstances or otherwise. For a further description of the
risks and uncertainties that could cause actual results to differ from those anticipated in these forward-looking statements, as well as risks relating to the business of
Aligos Therapeutics in general, see Aligos’ Quarterly Report on Form 10-Q filed with the Securities and Exchange Commission on November 6, 2025, and its future
periodic reports to be filed with the Securities and Exchange Commission. Except as required by law, Aligos Therapeutics undertakes no obligation to update any
forward-looking statements to reflect new information, events or circumstances, or to reflect the occurrence of unanticipated events.

Except where otherwise indicated, the information contained in this presentation speaks as of the date hereof or as of the date at which such information is expressed
to be stated, as applicable, and such information may express preliminary estimated, unaudited results which shall be subject to audit or other year-end adjustments,
and such audited or adjusted results may materially differ from those contained in this presentation.

This presentation concerns drug candidates, some of which are undergoing nonclinical studies and others of which are under clinical investigation, and all of which
have not yet been approved for marketing by the U.S. Food and Drug Administration. These drug candidates are currently limited by federal law to investigational use,
and no representation is made as to their safety or effectiveness for the purposes for which they are being investigated. .
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Pevifoscorvir Sodium (ALG-000184)
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A || G O S Aligos / Emory collaboration led to the discovery of pevifoscorvir sodium, an .
THERAPEUTICS investigational drug candidate being studied for the treatment of chronic hepatitis B 3




Pevifoscorvir Sodium
Potent Dual Mechanism of Action to Suppress the Entire HBV Lifecycle in Vitro
O
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15t MOA causes the formation of empty capsids
—Reduces viral secretion (HBV DNA/RNA)
—In vitro EC., of ALG-001075: 0.53 — 0.64 nM!?
2" MOA prevents capsid disassembly at higher concentration of ALG-001075
—Prevents establishment/replenishment of cccDNA?, which produces HBcrAg/HBeAg/HBsAg

- - . . . . ey, . 3
EC9O Of AI‘G 001075 in Vltro on HBSAg |nh|b|t|0n was 266 nM 1Sandrine Vendeville et. al, The Discovery and Preclinical Profile of ALG-000184, a Prodrug of the
Potent Hepatitis B Virus Capsid Assembly Modulator ALG-001075; Journal of Medicinal Chemistry
Vol. 67:23 21126-21142; 2Jordi Verheyen et. al, AASLD Poster #1251; 3Pevifoscorvir sodium data
was generated by Aligos on the parent compound ALG-001075. Studies conducted in vitro.

ALIGOS Pevifoscorvir sodium demonstrated a ~2-300-fold improvement in vitro potency (HBV DNA .

inhibition) compared to other known CAM-Es.
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Pevifoscorvir Sodium

Prevention of HBV cccDNA Formation In Vitro
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e ALG-001075 reduces rcDNA, dsIDNA and cccDNA

Jordi Verheyen et. al, AASLD 2025 Poster #1251.

ALIGOS ALG-001075 blocks cccDNA establishment in vitro .
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Study ALG-000184-201, a Multi-Part Phase 1 Study of Pevifoscorvir Sodium

Completed Evaluation in Healthy Volunteers and Subjects with Untreated Chronic HBV Infection
G D

Parts 1 to 3 highlights'2: (SAD/MAD and once daily 10-300 mg pevifoscorvir sodium oral doses x 28 days
in TN/CTN subjects, NCT04536337)
- PK: Dose proportional increase in exposure with low to moderate variability
- Safety: All doses were well tolerated without any dose adjustment or early discontinuation
- Efficacy:
= Rapid and profound reduction in HBV DNA and HBV RNA with the lowest dose (10 mg)
achieving maximum HBV DNA reductions
= Dose-related reduction in HBsAg noted at 100 mg and 300 mg pevifoscorvir sodium
— Indicating engagement of CAM’s secondary MOA
— The only CAM to date that has demonstrated meaningful HBsAg reduction within 28 days

= Comparable safety and efficacy between Asians (HBV genotype B, C) and non-Asians (HBV
genotype A, D)

SAD-single dose escalation; MAD-multiple dose escalation; TN-treatment
naive; CTN-currently not treated; PK-pharmacokinetics.

1.Gane E, et al. Antiviral Therapy 2025 (in press) 2. Yuen MF, et al. Lance
Gastroenterology Hepatol 2025 (in press).
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Long-Term Dosing in TN/CNT Subjects with Chronic HBV Infection
Study ALG-000184-201 Part 4 Cohort Designs

China

Randomize . . . Follow-up
4 active:1 placebo Pevifoscorvir sodium 300 mg + ETV x <96 weeks (ETV only)

x 8 weeks

Cohort 2
+ Follow-up
HBeAg ( Hrselon = By Pevifoscorvir sodium 300 mg + ETV x <96 weeks (ETV only)
N =15 x 12 weeks « 8 weeks
ROW
Cohort B
N=21 Pevifoscorvir sodium 300 mg monotherapy x <96 weeks (open label) Follow-up (NA)
x 8 weeks
HBeAg" n=10
HBeAg n=11

Hou, JL. et al., EASL 2025. Yuen, M-F. et al., EASL 2025.

All cohorts fully enrolled. NCT04536337; ROW: rest of the world.
Note: TN-treatment naive; CNT-currently not treated.
ETV-entecavir. HBeAg*: HBeAg-positive; HBeAg: HBeAg-negative.

ALIGOS .
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Study ALG-000184-201

Part 4 Baseline Characteristics

Part 4 Cohort 2 Part 4 Cohort B Part 4 Cohort B
ETV 12 Wgeks fO”.OWEd. by 300 mg pevifoscorvir 300 mg pevifoscorvir 300 mg pevifoscorvir
300 mg pevifoscorvir sodium . : .
FETV sodium +ETV sodium monotherapy | sodium monotherapy
N 3 12 10 11
Age, years, mean (SD) 28 (4.6) 32.3(10.2) 34.8 (9.1) 48.5(12.0)
Female, N (%) 2 (66.7) 6 (50) 3(30.0) 5 (45.5)
Asian, N (%) 3 (100) 12 (100) 9 (90.0) 3(27.3)
BMI, kg/m2, mean (SD) 22.3(2.8) 22.2 (3.1) 22.4 (2.4) 26.0 (3.5)
B 1(33) B: 4 (33) B: 5 (50), C: 4(40), B:2(18), C:1(9),
1)
HBV Genotype, N (%) 2 (67) C: 8 (67) D: 1 (10) D:7(64), A:1(9)
HBV DNA, log,, IU/mL, mean (SD) 7.8 (1.1) 8.1(0.8) 8.0(0.8) 4.3(0.7)
HBV RNA, log,, copies/mL, mean (SD) 6.5(0.9) 6.7 (1.1) 5.3(1.3) 2.0(1.0)
HBsAg, log,, IU/mL, mean (SD) 4.1(0.4) 4.5 (0.7) 4.3 (0.5) 3.5(0.5)
HBeAg, log,, PEI U/mL, mean (SD) 2.0(0.3) 2.5(0.3) 2.6 (0.8) -
HBcrAg, log,, U/mL, mean (SD) 8.0(1.2) 8.3 (0.5) 8.3 (0.6) 3.3(0.6)
ALT, U/L, mean (SD) 38.7 (9.1) 41.5 (22.7) 60.7 (36.9) 35.0 (14.5)

A L | G O S Yuen, M-F. et al; AASLD 2025.
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300 mg Pevifoscorvir Sodium = ETV in HBeAg Positive Subjects
Mean HBV DNA Change from Baseline
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Visit (Week)
ETV/300 mg PEVY add on 3 3 3 3 3 2 2
300 mg PEVY + ETV 11+# 9 9 9 8 8 7 7 7
300 mg PEVY monotherapy 10 10 10 10 10 10 10 10 10
Yuen, M-F. et al; AASLD 2025. *One subject excluded due to dosing non-compliance; PEVY — pevifoscorvir sodium.
A LIGOS 300 mg pevifoscorvir sodium demonstrates greater .

THERAPEUTICS HBV DNA reduction than ETV monotherapy 9




300 mg Pevifoscorvir Sodium Monotherapy
Reduction in Individual HBV DNA Level Over Time
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Visit (Week)
Total n 10 10 10 9 10 10 10 10 10 11 11 11 " 11 10 9 9 9
<10 IU/mL (TD or TND) 0 1 2 5 6 7 9 10 10 0 10 11 11 11 10 8 9 9
<10 IU/mL (TND) 0 0 0 0 0 0 2 3 5 0 7 6 7 10 8 7 8 8
Yuen, M-F. et al; AASLD 2025. TD — target detected; TND — target not detected, LOD < 4.29 IU/mL. Note: one HBeAg- subject had transient HBV DNA increase from < LLOQ to 39 IU/mL
at Week 72. At the subsequent visit (Week 76) HBV DNA was < LLOQ (10 1U/mL).
A LIGOS 300 mg pevifoscorvir sodium monotherapy demonstrates profound HBV DNA reduction in .

THERAPEUTICS TN/CNT subjects with chronic HBV infection; no viral breakthrough observed 10




300 mg Pevifoscorvir Sodium Monotherapy
Reduction in Individual HBV RNA Level Over Time
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A |_ | G O S 300 mg pevifoscorvir sodium monotherapy demonstrates a rapid and profound HBV RNA .
THERAPEUTICS reduction in TN/CNT subjects with chronic HBV infection 11




300 mg Pevifoscorvir Sodium Monotherapy in HBeAg Positive Subjects

Mean HBV Antigen Change From Baseline
O
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12 24 36 48 60 72 84 96

Visit (Week)
HBsAg 10 10 10 10 10 10 10 10 10
HBeAg 10 10 10 10 10 10 10 10 10
HBecrAg 10 10 10 10 10 10 10 10 10

[

Yuen, M-F. et al; AASLD 2025. Note: Data represents Mean (SEM) at each visit.

A LI G O S Substantial HBsAg, HBeAg, and HBcrAg reductions noted in HBeAg+ subjects .
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300 mg Pevifoscorvir Sodium Monotherapy in HBeAg Negative Subjects
Mean HBcrAg Change From Baseline
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Yuen, M-F. et al; AASLD 2025. Data represents Mean (SEM) at each visit.
A LIGOS Meaningful HBcrAg reduction in HBeAg- subjects, no change in HBsAg .
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96-Week 300 mg Pevifoscorvir Sodium Monotherapy Post Treatment Data
8-Week NA Follow Up

HBeAg Viral Marker Data
Status
HBVY DNA 8/8 subjects had HBV DNA level < 10 IU/mL during NA only 8 Week follow-
up
E- HBY RNA HBV RNA rebounds slightly after switching to NA but remains lower than
baseline
HBV Antigens HBcrAg decline was maintained during the NA only 8 Week follow-up
HBVY DNA 6/8 subjects had HBV DNA level < 10 IU/mL during the NA only 8 Week
follow-up
E+ HBV RNA HBV RNA rebounds after switching to NA but remains lower than baseline
HBV Antigens No apparent HBV antigens increase observed during the NA only 8 Week
& follow-up
Yuen, M-F. et al; AASLD 2025.
ALIGOS These data suggest that pevifoscorvir sodium may reduce the cccDNA pool through .

THERAPEUTICS engagement of its secondary mechanism of action 14




300 mg Pevifoscorvir Sodium Monotherapy
Safety Following 96 Weeks of Treatment

O
HBeAg+ HBeAg-
Numbers of subjects with N=10 N=11A
* Atleast one TEAE, n (%) 9 (90) 9 (81.8)
 SAE 0 0
 TEAE leading to study drug 0 0
discontinuation
 TEAE Grade 23 3* 2% H#

A Two HBeAg-negative subjects withdrew at Week 56 and 64 due to non-safety personal decisions.

* Grade >3 TEAEs of ALT/AST elevation were observed in 3 HBeAg-positive and 1 HBeAg-negative subjects with preserved
synthetic and excretory functions. All events resolved in the setting of continued pevifoscorvir sodium dosing and were not
considered clinically concerning by the ALT Flare Committee.

# Grade 3 cholesterol/triglycerides increase in HBeAg-negative subject resolved in the setting of continued pevifoscorvir sodium

dosing. Yuen, M-F. et al; AASLD 2025. .

A |_ | G O S Favorable safety profile observed in TN/CNT HBeAg+ and HBeAg- subjects with chronic .
THERAPEUTICS HBV infection who received 300 mg pevifoscorvir sodium monotherapy for 96 weeks 15




Chronic Suppression
Well Defined, Validated Approval Pathway

* Regulatory pathway for chronic suppressive therapy endorsed by FDA, CHMP (EMA), and National Medical
Products Administration in China

* Primary endpoint: Subjects with HBV DNA <LLOQ (10 IU/mL) at Week 48 following treatment with
investigational agent versus standard of care (nucleos(t)ide analogs)

a. Chronic suppressive therapy

Sponsors developing drugs for chronic suppressive therapy of CHB should consider the
following trial design options:

e A randomized controlled noninferiority (NI) (or superiority) trial comparing the
investigational drug with an approved active control arm—The primary efficacy endpoint
should be undetectable HBV DNA ' after 48 weeks on-treatment in HBeAg-positive
subjects, HBeAg-negative subjects, or both. The active comparator should be an antiviral
drug that is recommended for treatment of CHB and reflects current practice at the time
of trial initiation. The patient population may be treatment-naive or previously treated
subjects with detectable HBV DNA. Potential concerns related to the development of
resistance when evaluating an investigational drug with a low barrier to resistance as a
monotherapy should be addressed. For an NI design, determination of the NI margin
should be discussed with the FDA.

HBV Guidance from: FDA 2022; EMA 2006; China 2023; LLOQ: lower limit of quantitation.

A |_ | G O S Aligos has received FDA, CHMP (EMA), and National Medical Products Administration in .
THERAPEUTICS China feedback supporting subsequent studies utilizing this pathway 16




@ SUPREME — Phase 2 Study Design

Primary Analysis at 48 Weeks; Extension Period Analysis at 96 Weeks; Interim Readouts Planned

. D
Randomize 1x1 300 mg pevy + 300 mg pevy pevy
p| b f monotherabv x 48W long term study or
Part 1a Arm 1 N~55 acebo of TDF x 48W Py follow Ub visit
N~ 110
pevy
HBEAg+ Arm 2 N™55 ( 20l mg [ UV [ long term study or
Placebo of pevy x 48W monotherapy x 48W follow up visit
Primary Endpoint: HBV DNA <LLOQ (10 IU/mL, target detected or target not detected) at Week 48
Randomize 1x1 300 mg pevy + 300 mg pevy pevy
thera x 48W long term study or
Part 2a Arm 1 N~30 Placebo of TDF x 48W I IETETD) follow up visit
N~ 60
~ 300 mg TDF + 300 mg pevy Pevy
HBeAg— Arm 2 N~30 long term study or
Placebo of pevy x 48W monotherapy x 48W follow up visit

Primary Endpoint: HBV DNA <LLOQ (10 IU/mL, target not detected) at Week 48

Part 1b will be a liver biopsy sub-study inclusive of n=12. Part 2b will be a liver biopsy sub-study inclusive of n=12. pevy = pevifoscorvir sodium.

ALl GOS The Phase 2 B-SUPREME study is currently enrolling and dosing subjects .

THERAPEUTICS
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Summary
Pevifoscorvir Sodium 300 mg Monotherapy for 96 Weeks
G D
* Pevifoscorvir sodium 300 mg monotherapy in TN/CNT HBeAg+ and HBeAg- subjects for 96 weeks in our
Phase 1 study demonstrated:
- Favorable safety profile
- Rapid, profound and durable reduction in HBV DNA without viral breakthrough

o In HBeAg-positive subjects, 60% subjects achieved HBV DNA level < 10 IU/mL at Week 48, and increased to

100% at Week 96
o In HBeAg-negative subjects, 100% achieved HBV DNA < 10 IU/mL by Week 20 and 89% (8/9) achieved < LOD
(£4.29 IU/mL) at Week 96

- Rapid and profound reduction in HBV RNA
- Multiple log reduction in HBV antigens were achieved

* HBV antigen and HBV RNA reduction were maintained during NA only 8-Week follow up suggesting
pevifoscorvir sodium potentially reduces cccDNA pool due to engagement of the CAM-E secondary MOA

* The Phase 2, B-SUPREME study (NCT06963710) evaluating 300 mg pevifoscorvir sodium monotherapy
compared to NA monotherapy in TN/CNT subjects with chronic HBV infection, including liver biopsy sub-

study, is currently ongoing

ALIGOS '
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