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Abstract: Hepatitis B virus (HBV) infection can cause acute or chronic infection, while untreated patients can develop into liver
cirrhosis or liver cancer, thereby leading to death. As one of the most important organelles of cells, the maintenance of the normal
morphology and function of mitochondria is the basis for ensuring various physiological activities in cells, and physiological
activities, such as mitochondrial dynamics, mitophagy, injury, and oxidative phosphorylation, can affect the maintenance of
mitochondrial homeostasis. HBV infection can affect mitochondrial homeostasis. This article summarizes the research advances in
mitochondrial homeostasis and HBV infection from the four aspects of mitochondrial dynamics, mitophagy, mitochondrial oxidative
phosphorylation, and mitochondrial injury and discusses the association between the maintenance of mitochondrial homeostasis and
HBYV infection, in order to provide a theoretical basis for understanding the molecular mechanism of HBV infection and identifying

the potential therapeutic targets for HBV.
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T O 2 RS R e 2 A AT I R AR T
B o 2L I T FURR 9 T I R 2 R M AR AR
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Figure 1 The molecular mechanisms of the interaction between hepatitis B virus infection and mitochondrial homeostasis.
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IEAE , synphilin-1 38 i3 54 PINK 1 E 591 5 E3 12
KL SIAH-1 454 e bR F iz 216,15
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KRR AR SEIF B0 E3 12 R EHE G Parkin, fE F 2R {R ST
IR Iz R AL, 51 R LR FIWE . HBV 3T 1Y Parkin 11
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5) B N Siin 45 F4 Bl O O 5 AR TE SRR P ) HBx 2
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k25 ADP 5 TCHLBERR & 1L ATP , DI S 200 A i 176 3l 4
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SV R 3 I SR R, BRI S DR e S R A
J5 B TR HBY & 14,

OXPHOS ZGAE MM RE = T, 76 HBV [ R G M
Bl R EEAEN . B &K B, 7E OXPHOS R4t
T R T A FH 2R A FAD K G3P i S il 10 3
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TG 2 TR AR T A < JOE 1 St I s DR 1T AR 58 OXHPOS
FUATP (9772, T AE AR SR R D) BE 2 IR ) HBV ¢ S5k
CDS' Tk EL4NAE Y . 76 HBV R b | v 20 M 76 5 5
THBRE AR R RS Pl B EE A/ . M1 B W4
AEME =2 ROS FIMIE 2 40 M IR -, 28 2 B M v Ml 1P A 0%
PEFMIE OXPHOS 6 14 5 A HL 22 T, M2 I 4 i U] % 20
IR 055 R R 125 OXPHOS TR /N BRUFF IO I s 440
Jitl Kupffer 21l 75 & 5 8% TR HBV UG B0 T &4
M1 FEM AL, T 76 22 55 T REAR HBV HTR AR T & 42 M2
FEM AL , M Zh HBV 55 T OXPHOS A ¢ 207 1A il 1) 22
K, PE— A I R R R AN R AN AL FRIIE S HBY 7]
LA S THP-1 5 W 4H A9 OXPHOS J- s e o

5 SALIRIR{GS HBY Bk

Zobr A IE W IR 25 M) e & DR IR 40 i 47 45 A Ak
BLIRImI NN e o I LIRS i I B A I E2 o TR NG 0
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