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Abstract: Merkel cell polyomavirus (MCV) was named thus because it is the causative agent of Merkel cell
carcinoma (MCC), with 80% of MCC cases being MCV-positive. MCV has been classified as a 2A
carcinogen. It promotes carcinogenesis by integrating T antigens into the cell genome. The anti-MCV
seroprevalence in the general population is as high as 90%. Usually, MCV is latent after infection in
immunocompetent patients, and the incidence of MCC in immunosuppressive or defective patients, such as
those with organ transplants, chronic lymphocytic leukemia, and HIV infection, is remarkably high. Patients
with HIV/AIDS are a typical population with acquired immunodeficiency. At present, the research on patients
with HIV/AIDS and MCYV infection, activation, and pathogenesis is limited. In this paper, the progress of
previous research is reviewed and the relationship between HIV infection and MCV activation is
systematically investigated to provide a reference for the prevention and treatment of MCC in key
populations, such as patients with HIV/AIDS.
Key words: Merkel cell polyomavirus; HIV/AIDS; Activation; Merkel cell carcinoma
Funding: Jiangxi Provincial Natural Science Foundation (No. 20242BAB25355); Nanchang Key Speciality
Project (No. 2023-2)
Competing interests: The authors declare that they have no competing interests.
B E: Merkelm e % B A& (MCV) B & %A F 5% Mk Merkel2n % (MCC) w3 %, &
2AR B . MCVlid 86 TH Rk B 2] 2 ok B 284838 2, 80%#9 MCCoa #) i MC Vit /‘é‘%ﬁ:
FBABMCVIR LR T 53590%, BHEMCVER B L THEHRRE, BEFHH. LKL
ém‘hiém% VABHIV B 5 5 Jo 92 47 ) 3 8 & A MCCR A 5 2 %7t % . HIV/AIDS % 452 S 2 i 3
TS T ST AR, HR AL RS, T AATX THIV/AIDS &4 &5 MCV R % | #LE & BURMLIZ 1)
Effm}s FAHR, AASL T MHIVEFFMCVE % 04 5 Jk 4 4E iia;ﬁ%ﬂéﬁMcvamﬁ;ﬁﬁ;n T#H
B, 4R THIVE R EMCVELE ) £ FH 42, AAIDSF LR AT 69 £ & /\%FMCCé’JFﬁ/ éw%

— R AR,
KgIF . Merkeln#e % 75 9% 7 ; HIV/AIDS; #7&; Merkel2m i
FESES. R739.5 FFAEREF (R R AR %) #RIZES(0SID):
0 BIE
YRR BEHE: 2024-10-17; fEEBHA: 2024-11-11 20084F, FengZ i i JE R ZH M

ST P S E S YN (20242BAB25355 ) ; .
%8 E S E AR (2023-2) 25 9 4 Wb Bz K i

S
I;';

P U E

Merkel4l }f 95 ( Merkel cell

YEEBAL: 1.330004 @5, THAPBPESHLSTE5R  carcinoma, MCC ) 24P BRI T —Fhn i A 509%

Al ELERE, THFEHXRFREMT T S;

2.330008 48, S R H P dm b Ay BE, NS MCCRIRR Bl D) R S A 10 2 A

3.330000 # & , TEH }é«:ﬂa‘:aﬁ%ﬂ B I R S # JiMerkel cell polyomavirus ( MCV )

BEEE. LR M, & FAEFRIF, AFL

o ABfTA

BT B IR ﬂ‘)"’k%éfﬁm E-mail: fengch666@163.com, 1 80%IIMCCH ], MCVIEN e &3] 1
ORCID: 0009-0008-6315-3203 ) MCCHEE e, 3ERMCVIES | EMCCH) F 2T

EEEN: AR, B, ¥, al#E, AFRRM

Bk 5 %R AFR, ORCID: 0000-0002-7756-9460 XM, FEMCVAIZ AT, NZRIREEZ

SIS


mailto:fengch666@163.com
mailto:fengch666@163.com
mailto:fengch666@163.com
https://doi.org/10.3971/j.issn.1000-8578.2025.24.1011
https://doi.org/10.3971/j.issn.1000-8578.2025.24.1011
https://doi.org/10.3971/j.issn.1000-8578.2025.24.1011
mailto:fengch666@163.com
mailto:fengch666@163.com

e 332 . AR B I 212025 55524555480 Cancer Res Prev Treat,2025,Vol.52,No.4

1, 20H20 7045 AR B 2 PR T i N 22985 12 LA AR,
HHHE T4, 3RIABKERE N EE ( Polyo-
mavirus BK, BKV ) FIJCZ & %5 ( Polyomavirus
JC,ICV) o 20084F & ILEIMCVAN T HT T HEA
ZIMAZRREEA T, HE U 28 SiiE R
A BB CHR . MCCHE:—Fh 33 WL P4 A e P 43l
ALY KRR, BEMC VIR TR LA, HAb fE s A
ROEAEHWG S il (AR .
ECL 2 2P0 A g R Bl HIV e s ) 29, il
IR E, MCCERIL N KRB T BEHRELZE T, (Hilm
IR_EARASHZ g et by B2

ANZJadnds 5 ANFLE (HPV ) JER4145
A AR, $ERMCVAT BERHPVES & 15 T+
i fEDNABUE AL L, 8 5 22 I 5 4 i
i, B A I80% L L IIMCC HMCVIHME, H
MCVHEH 1 5455 7 DN AR it 22 [R] 20 12 i 9o 40
i sEREED 5K, IEIMCVIEYE AT fiE B TMCCH) &
AEB S WR ST IR e R HE T | RS 1) i 988 TE AR S T
MCVKTHUFE A5, MCVFHHEMCCHN i 4K A
BETHUR B TP BORAEIE ™, UEHE B /RMCVIY
WO 51 £ R R EI KA G, $27RHIV/AIDS
B AR BHLERE UM e RN T AR
B = PIMC VIS FEa A8 KU P, ARZRIAR R AEHIV/
AIDSEFH AME, MUWiATe: . MCVELE . MCCIlf:
REFIE BRI A5 7 T IFe A, AHIVA IR
Y| e A R R D S BT R A T SR A S A
2%,

1 MCVEREBFER = FI

IR R /N O IR EEDNAY 7, SE [
HK/NL M54 kb, Gmiss~8FRFER"., MCV
SR TR NS NEE, & ARG
F14Fh IR 2 —"", MCV5BKVAHAIICVIF
AL ZER AR, (EI1A) , HIB RN 5k =4
Digelx . FH (EVGR) . W] (LVGR) HifNF
Z A AR H X (NCCR ) 1, FLIH X d5 4 i
KTHUE (LT) . /NTHUR (sT) . STKTHUR (57KT)
FRTHF i B 2 AE R A A2 B HESR ( ALTO) , I
EI1B. LTAISTHZ 1 NAKEGDNAJSIZ5#43k, LT
LS LXCXESRRBL G . MCVFIX (MUR )
—1F1-2. ®ENIES (NLS) . DNAZES 454 1
(DBD ) FIf#lERG45 I, FEMCCr, LTHA%
A S HLXCXE, NLSE(DBDZ 5 (I#T, FRHT
For (F1C) M, W XSk AR By 1055 5%, -4
TR TR A 7 8 AVPLFIVP2, NCCRAS, 7 & il e I

O A A 87 oo, #HEVGRALVGR 4% 5%
FapM, WA EE S Y LTAISTHR 2 5%
SR A L A B S R RN A S A M
A1 MCVTHL i 5 R A A 2 4 R % Ak 1 i 2
ORI, &ZXKE", MCVIR BRI HsTAILT
I Co R L 2R EMCC R SR AT s iyt R4
X R I IAMCVEMCC B2 [P 1) 2206 I8 7,
NCCRE RS B 25 R S 5 R MG 2L

A B
196 3080
Early region
ST
MCPyV genome A~
5387 bp LT
mINCCR ALTO ~[:/\
M Early region| .
M Late region MCV-miR-M1*
C
LT 2,
-
Y

ALTO [ a0 ]

A: the double-stranded DNA of Merkel cell polyomavirus (MCV) is
divided into three functional regions: the early region (EVGR), late
region (LVGR), and intermediate noncoding control region (NCCR);
B: EVGR includes LT, sT, 57kT, ALTO, and MCV-miR-M1; C: linear
diagram of LT, sT, and ALTO.
B1 Merke 5 MRS ERASNTER
Figure 1 Diagram of MCV genome structure
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