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[ Abstract] After hepatitis B virus (HBV) infection, the virus replicates in the human body and causes cell damage, which activates
the release of inflammatory factors in immune cells and further aggravates liver damage. Inflammatory liver damage involves a variety of
immune cells, and the inflammatory factors secreted by them play a vital role in cellular and humoral immune responses, antiviral activity,
virus clearance, apoptosis and fibrosis formation. HBV infection leads to interaction between a wide array of immune cells and inflammatory
factors, forming a complex immune response network and thus promoting the occurrence and development of hepatitis. Inflammatory factors
are the main cause of inflammation and liver damage after HBV infection. This article reviews the research progress in the mechanism
of inflammatory factors involved in HBV development and liver damage after HBV infection in a view to providing reference for the
prevention and treatment of hepatitis B.
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1 HBV Befxt & 4 ia a2

HBV J2& — 35 20 M P 1Y /3 B XU DNA
B, HHEATE FARN, 25 RN R, 16+
B E N 25 1 22 5 AT e G R LB R S SR TR 22
— TE HBV JBYLid ARG G i h S i i 52 e
PRI SO G RO AR, T 5]
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Yo RSP HBV BE ) o 05t 52 288 A0 s )
ZHE CDA™T A2 Rz 7 A AN R B T 20 i A
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A RAE R - 7E HBV ST IE 19 e 2 S i ot
PR R FESCHEME D . BF9E & R, Th 40 A 5@ 5 7=
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K K B (transforming growth factor-B, TGF-B)
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PRLA R , 5 18 AT 32
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Th1 40 M = 2238 3 7= 4= 1L-12 , TNF-a J2 11L-10
85 RAE T AR RE N 2B, X4 ST K- m 3
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CTL) Wy 2R s VE T T bR s 2 B L i R e . A
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killer cell, NK) 3458 431k, #5 B CTL 20 Jfd 35 B
BRI ANI 53 A R o8 R, e Rt OBV Jk
ey B IL-12 KR REAR AT A Th1/Th2 ()
i) Th2 FE 3, M I 6 AL R J o 2 B R,
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