DOI: 10.11844/cjcb.2025.03.0029
b E 40 A Y2424 Chinese Journal of Cell Biology 2025, 47(3): 680—685 CSTR: 32200.14.cjcb.2025.03.0029

BIPHRBRAATA T HERERBINEBEELSTRERR, ITF KRR
IE/\I*” WA ZETHREFZIE R R L FRAFAIE, I 5k R
250 ERENZFOERFR. B Rl E T4 T EE KL EKSCIXFEI20
28, 815 VR EE#H & 1 1£J Hepatol. Hepatology Cancer Res. Cancer Lett-
Oncogene2s ¥ F| b & F #1504 B 4 o

EBVIE X AFA B EENRIEEMRER

RiFl F@M EWE 2T
(FERE T IR B i 4 [ B S0 =8, ) ARG SRR 2 TR I 0 S =,
T IRAG TG B 1 R 125 25 A0F 70 O, Rl BB B ¥ o, T 510060)

wE A V\]HE”)‘F'(lntrahepatlc cholanglocarcmoma ICO)RAAETHAEE 2569 B AT,
CRIFREY F = T TR, B AR 2% FART R FARE B AT 099657 7 kA TR, £FT
R £, HEK +fr /\fﬁlccmu%%i R ESAH, KA50%0 AP E R AT B £ R T,
AR A % 04 B 50 K I, EB YA 2(Epstein-Barr virus, EBV) & 4 5 FF A A28 J& 69 & A £ & E 48
%, EBVAH X M AT A 24 J& (EBV-associated ICC, EBVaICC) 25 B 5. 16 RAKIL . o T 4% 5 B
FE6 97 R4 oy @ ¥ 5 AFEBVAR K AT A 12 & (non-EBVaICO) A £ £ 5. % 3K 422 EBVAR %
PR 7R BRI 8 69 9 B2 5 B 7 RO AR A R

XA EBWAEE; N IBE R, 0 AR 2R SR S e oA 5 LR 4 2

The Progress of Pathological Features in EBV-Associated
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Abstract ICC (intrahepatic cholangiocarcinoma) is the second common malignancy of the liver. The inci-
dence of ICC has been rising globally over recent decades. However, the etiology and pathogenesis of ICC are still not
fully understood. ICC is associated with low survival rates because of its biological aggressiveness, poor respectability

and limited therapeutic options. Recently, the association between EBV infection and ICC pathogenesis has attracted
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more and more attention of researchers. EBValCC (EBV-associated ICC) has unique characteristics related to etiology,

clinicopathology, molecular genetics and treatment compared with non-EBValCC. Hence, a systematic and deeper un-

derstanding of this entity may provide valuable insights for pathogenesis and therapeutic strategies.
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Fig.1 EBYV infection and host immune response antitumor in intrahepatic cholangiocarcinoma (modified from reference [1])
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