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Abstract: Intrahepatic cholangiocarcinoma (ICC) is a type of primary liver cancer that accounts for about 10%—15% of the total cases,
and its incidence and mortality rates tend to increase significantly around the world, especially in Asian countries. At present,
radical liver resection is the only possible cure for ICC, but with a fairly high postoperative recurrence rate and a poorer prognosis
than hepatocellular carcinoma. Therefore, it is urgently needed to further investigate the mechanisms of the development and
progression of ICC and search for more effective treatment methods. Some epidemiological data suggest that chronic hepatitis B
virus infection is one of the most important predisposing factors for ICC, yet little is known about its oncogenic effects. This article
summarizes the epidemiological evidence that links the two diseases and briefly elaborates on the mechanisms of the development
and progression of HBV-associated ICC, so as to help to gain a better understanding of the role of HBV in the development and

progression of ICC.
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FEPH S Rk o B AT I O SRR AE A O RO A S
TS A0 A S B 1A AR R R A s 5 — T
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5323 b K DR L L I R RNA I 45 7 5
5 3 HBV 25 ] LA 200 6 %) 988 28 A DR 407, DA T
PR HEIFER 09 & e . HBV B4 5 Y AR AR E PEA G,
A g ANl hRg 4 21 2 18] (9 4 A B R TRl 7
eI AL A A T R B LR S R Y SRR
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FESRVTE R B A0 R A DG T R 9 SR R
A 13534155 ke SR R 6 0 5 PR 725 T 2t M3
PREBVH T Ui 3L, I K HBV A 19 52 i 1
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() DMRTA1 1 LINCO1239 3 K 2 [A] {52 8 fil 5, iX 5 3
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AR A A
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fl B T, G o (R o 9 A i A O 5 PR 1) 98 A8 R A
ol 3K T B P AT 1o 5 i 40 L P A R s 35 PR
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TG R B 1 A B B T B A EL AR AL R i A R — 2B

HBV i75 5 (141X 1 7 2 72 1T 6 308 1o 52 i 400 g S0 3R 5%
WA R e A o JFPIE s B AR 1 L 7E CHB R
JEEREHf HBV AT DLJ7E W e A LR A i, IR B 5 4k
KAPOR (S 5 H (MAVS) 254, 1 RIG-I/MAVS A
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