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Background and Aim Results, cont'd
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— High rates of ALT normalization by central lab and AASLD criteria
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Male, n (%) 33 (55) 17 (59) _
Asian, n (%) 41(68) 17 (59) — No development of TDF resistance
White, n (%) 15 (25) 11(38) ¢+ TDF was safe and well tolerated in pediatric patients aged 2 — <12 years
Asia region*, n (%) 33 (55) 16 (55)
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Mean HBV DNA, logqo IU/mL (SD) 8.1(0.72) 8.1(1.29) — No patients experiencing a renal AE or discontinued treatment for a renal abnormality

A-4 B-5 C-28 D-22 A-2 B-1 C-11 D-15

HBV genotype, n (%) (7) (8) (47) (37) (7) (3) (38) (52)

- . References: 1. Marcellin P, et al. NEJM 2008;359:2442-55; 2. Marcellin P, et al. Lancet 2013;381:468-75; 3. Marcellin P, et al. AASLD 2014 Oral; 4. Terrault NA, et al. Hepatology 2018;67:1560-99; 5. Jonas MM, et al.
HBeAg-positive, n (%) 56 (93) 29 (100) Hepatology 2016:63:377-87; 6. Murray KF, et al. Hepatology 2012;56:2018-26. 7. Chang M-H, et al. AASLD 2018, San Francisco, CA. Oral No.76.

Median ALT, U/L (Q1, Q3 85 (58, 167 97 (55, 146 . : - T : . . ..
edian ( ) ( ) ( ) Acknowledgments: We extend our thanks to the patients and their families; all participating investigators: BULGARIA Miroslva Bosheva; INDIA Harshad Devarbhavi, Vasant Khalatkar, Rajiv Mehta, Neelam Mohan, Sandeep

Median Clc,, mL/min/1.73 m#(Q1, Q3) 168 (147, 188) 166 (136, 188) Nijhawan, Manish Tandon; ROMANIA Alexandrina Georgeta Constantinescu, Gheorghe lulian Diaconescu, Dumitru Oraseanu, Daniela Pacurar; SOUTH KOREA Byung-Ho Choe, Yon-Ho Choe, Dong Soo Kim, Kyung Mo
Kim, Hong Koh, Jae Hong Park; TAIWAN Mei-Hwei Chang, Tzee-Chung Wu; USA Jorge Bezerra, Daniel Leung, Tamir Miloh, Michael Narkewicz, Henry Pollack, Philip Rosenthal.
This study was funded by Gilead Sciences, Inc.

Disclosures: Medical Advisory: Gilead, Merck (DSMB); Grant/Research Support to Institution: Gilead, Abbvie, Mirum, CF Foundation, NIDDK

*South Korea, Taiwan, India; TOral antivirals and/or interferon alfa; ¥p=0.012.
BMI, body mass index; Q, quartile; SD, standard deviation.

Science of HBV Cure Meeting 2022/Singapore Hepatology Conference 2022, 30 May - 2 June 2022, Virtual © 2022 Gilead Sciences, Inc. All rights reserved.



