No Resistance to Tenofovir Alafenamide (TAF) in Adult, HBeAg-positive and HBeAg-negative Participants With Chronic
Hepatitis B Infection Treated With TAF for up to 8 Years
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Introduction Results

* Hepatitis B virus (HBV) infection affects >300 million people globally and is associated with Participants Who Qualified for Sequencing After Week 240 Fold Change for HBV pol/RT Phenotyping Assay

Key F i n d i n g s cirrhosis, hepatic decompensation, and hepatocellular carcinoma if not properly treated’-
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. « TAF, a novel prodrug of tenofovir, is approved in the United States for the treatment of ) _ 15—

surveillance apprOaCh, chronic hepatitis B (CHB) in adult and pediatric patients aged 12 years or older with Participants in FAS | 544 104 317 | 398 197 595 912 )
compensated liver disease on OL treatment, n : All substitutions identified

no resistance to TAF was * In 2 randomized, Phase 3 studies (108 and 110), TAF showed noninferior efficacy with Sequenced, n (%) | 4 (1.9) 1(1.0) 5(1.6) | 23(5.8)| 8(4.1) |31(52)| 36(3.9) i

improved renal and bone safety vs TDF at weeks 48 and 96°°
* No resistance was detected after 5 years of TAF treatment®

_ remained susceptible to TAF

Week 336 (Year 7)

detected in treatment-naive or

Objective oL tnmentn | 221 | 108 | 327 | 401 | 1e8 | 590 | o026
-experienced, HBeAg-positive

« To assess development of drug resistance during long-term treatment (year 6 [week 288] Sequenced, n (%) | 8(3.6) 1(0.9) 9(2.8) |12(3.0)| 7(3.6) [19(3.2)| 28(3.0) -

- to year 8 [week 384]) of CHB with TAF in 2 Phase 3 clinical trials (GS-US-320-0108, Week 384 (Year 8) i

or 'negatlve CH B adu |tS treated hepatitis B e antigen [HBeAg]-negative participants; GS-US-320-0110, HBeAg-positive — _ 5
participants) Participants In FAS |- 5g 102 310 | 392 193 585 895 -

Fold Change From Baseline
2

on OL treatment, n

with TAF for up to 8 years Methods ‘
Sequenced, N (%) 6 (29) 1 (1 ()) 7 (23) 15 (38) 7 (36) 29 (38) 29 (32) T T T T s

FAS, full analysis set; OL, open-label; TAF, tenofovir alafenamide; TDF, tenofovir disoproxil fumarate. O _

|
Primary Endpoint Secondary Analyses Integrated Analysis of Sequencing Data After Week 240 288 336 384
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Study Design

Dotted line represents assay cut-off. Hashed bars indicate the original isolate and 3 cloned individual substitutions
derived from a unique participant.

OL TAF 25 mg QD

(N = 873) Week 288 HBYV, hepatitis B virus; pol/RT, polymerase reverse transcriptase; TAF, tenofovir alafenamide.
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QD, once daily; TAF, tenofovir alafenamide; TDF, tenofovir disoproxil fumarate.
the documented lack of -
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. . . . Viral breakthrough
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