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Abstract: Human cytomegalovirus (HCMV) is a common human pathogen infecting more than 70% of the
world’s population. The virus has developed mechanisms to evade the host’s immune systems and it usually
remains latent in its host. The expressed HCMV proteins have the potential to interfere with cell metabolism
and promote the development of tumors. The detection rate of HCMYV is relatively high in both non-
neoplastic and neoplastic breast epithelium in patients with breast cancer. Meanwhile, published studies
indicate that exposure to the virus in later development stages can cause breast cancer. Recent progress on
new anti-HCMV targeted therapy for breast cancer also indicates that HCMV is likely involved in the
progression of breast cancer. In this review, we will discuss the oncogenic potential of HCMV and the

potential association of HCMV with the initiation and progression of breast cancer.
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WEHE B9 A E 40 9% 8 Chuman cytomegalovirus,
HCMV) 45, HCMV 2l 8 #3929 8 W 51 » T 7E A
Z )3 S A A R e L LT RS IR S B
FEAH B0 B8 A SR A AL R B . REFL 2
HCMV 1) ZZALAR &4, H HCMV 723155 b 4 41
JL T 55 22 B e A (O SO RO . BESE
HCMV e R 7 4 T S 4 400 J ] 300 3 e, 5 | e
DNA 5878 | BERSHJ T 410 1) e 92 7 257 R0 e g 410 o] 4
HERYIEE. CIEFUR S8 N RO AR v
PR ZUPARINE] HCMV 8 1 DNA, BOR B2 1)
IEYE R B HCMV 5 3L IR 1Y & A UKk R A T e
AR,

1 HCMV 5% &7

AH#EH HCMV &G iz, fTE R Z 8 A,
HCMV i i IV ARG (B IR R R B0 112 X —
BHAE T8 BN, BB e B A S # R, oF
FEAW], HCMV B n] i i 1755 R M40 DY 1~
K 45 Wb it A2 #F 9 A2, RIS o 5 1 32 3R A7,
HCMYV 724 T — R 5 G e ki L], 5 7E 6 R 5oy
RGN IFRITTHARR 5 v e e Th e AR 1 B & Suq
. HEICHEmT, HCMV 1] GeA BT Mg 20 i & A
ki LABH IR TG AR [ 2R A P 4 Ml (nature Killer,
NK Z0f) A1 T 20 M A58 e 40 . A B9 s,
HCMV Gk BAZ - 5 W 200 i L A0 2T 24 48 JH 0 PN B 4
JRLEST s R A B R TR 45, o HCMV 3l 458 B 93 44
I T 240 P g R 1 4 P O e 4 s e . Bl
HCMV 2 58 AH DG BUET 24 4 AR 38 o ) A%
F kB(nuclear factor kB, NF-xB) {& 538 % , 43 Wb 48
PEARAE R T, e HCMV A8 P Bz 40 im0 4
40 A Z 6 (interleukin 6, 1L-6) %7 4 fiti- 1
4 it 48 V& Hll ¥ N ¥ ( granulocyte-macrophage
colony-stimulating factor, GM-CSF) . E K 40 g &
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