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[ Abstract] Cytomegalovirus (CMV) is a widespread pathogen that persists as a lifelong latent infection.

In immunocompromised individuals, CMV can reactivate and cause substantial immunological changes in the

host, resulting in serious clinical complications and death. During the long evolution process of the virus and

the host, the virus has developed complex mechanisms to evade the host immune system. Owing to the huge

genome, CMV expresses various components that resist the host immuneresponse effectively. Morever, CMV

also exploits host cells to resist the immmune response. The main mechanisms include: down-regulating the

expressions of major histocompatibility complex, T cell exhaustion, escaping from the host interferon response,

inhibiting the functions of natural killer cells and dendritic cells, impairing humoral immunity, etc. Studying

on the mechanism of CMV immune evasion is of great significance to the prevention and treatment of CMV

infection. This article reviews research progress on the mechanism of CMV immune evasion, and probes into the

occurrence, development and outcomes of the interaction between the virus and the host.
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TR Z R RGBT EED , B RAEFBRNK
HCMVIE A F S, R, BgiE. PR E 250
WIS 28 B 02N, Bl ™ E I RE Y BT B4l
5 (cytomegalovirus, CMV) LT 1% )4, 1L
THEH R R R A T 2 R DA BV 2 R 45 2 PR AR AR 4,
& 5% Bt s A ALA IR CMV N B 1 88 — BB 28, 4 )7
P2 B BE R B Mok e (nif-fR R, HUR(E
LZECMVIE S, CMVIERE Y, i aR%
i (naturalkiller, NK) ZHffl. 5% - B b 4H A A0 SR 40
M (dendriticcells, DC) ZFIEHREF B MR F1, Ja s
RPN E o [EH %95 BE R SR AR 5] R 40 RS 5 R
N, WTEHUAZETIE (interferon, IFN) FIER KT,
BT AR AR B S L, FF 0 & B S 2 R o 3 L
P 985 25 T I AR S O L B ) B B B AR By
WA T A B PR -2 72 A P CMV IR AR M S 2s, e HL 4% 4155
HEH
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i, ANOCRT R K B R 5 5 A 2 Fh A o 2 5K
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FHEEALMHAENE AR (majorhistocompatibility-
complex, MHC) ZARFAME 5T MM L B H N B &
4, 5 MERRE, LmisE a8 AR
A4y A32%: MHC- 1 26, MHC- I 264> 7 FIMHC-II12£ 4>
Fo ANEMHC I AANEAMFR (human leukocyte
antigen, HLA) . HLA- I 284> T2 3B 3L B 55 42 10
oft (HEBE) MPHE (B8 HAMpED, Hiafih
HLA-A. BE{CEEA MR 4hD, P4k P21k & B 2 Rl 4w
i, HLA- 1 =2 23B200 A EIKBL, eBCD8 TA iR,
TERRALA AR N B iR T R 5 HLA-T1 2845 1
A2 HosE FIBEEAL R 0 77 SRR BEER A, BT RS B
EY:, ¥WHAEBEYIHDRYLE (human leukocyte antigen-
DR, HLA-DR) . DPRIDQX:Hgwft, =+ 5 i /MK Ak
B, mCD4 TR %], NFEEMEZIM . DCAfABAI A
SRS A0 MR T Rk

1. FHEMHC- T 284rF: MHC- [ 5 F A A -
BRMRIE EIER RINZRES TREWPUR 28, Mg
Wi o B8 %5 . WFFEIESEY, CMVE[ FiEMHC- 1 2640 T
Fik. CMVIEREREITUS2, US3, US6HIUSIAE 1k i
H, EAFEREFHMHC- T £9FE& 8 LAEE, FHA
e Bk B R M B R R TR 1A, SFECMV RS

YA BEKE P PR B R R A CDS TN, M 17 #6388 41 i
FETAM (cytotoxic T cell, CTL) KIZFAG1EM . US6RE
H5HuEm TAH K ieE AR Ghgs 4, Mk bu)E ik A gl
Mtz = WM (endoplasmicreticulum, ER) , US34:
FHAFMHC- T 7 T (25 0 A 24 X MERF% 12 2 4l i i, US2
FUS11REE5MHC- 1 4> FobtE 45 & R W, sosid
2 R WK B & W o MERBs iz E 4N fT, EN-
R g R 2 1 A A R AR T B UL823E [K 4 i
MBI (I pp7 LI G2 (E RT3 IO AR Y, B Lk 4 S 0
P Y B R AE G F IR R A RO, s 3 N pO i
B, @ NEMHC- 1 K TRE. EEMHC- 1 2K
T MERIZ A 5 /R 3 & A S WL 1 o 75 Bh dr i 6 31, 43k
/ARNA (microRNA, miRNA) J& T N IEIEIEMITRNA,
Z 510 E RPUR AR . HCMV K 4H 4 i 1)
miR-UL112-5pHImiR-US4-17] i@ =t # 15 P J57 I 42 JOk i 1
(endoplasmicreticulum aminopeptidase 1, ERAP1) KA it
S ki%, ERAPIZEZAMHAC- [ 254> 1 S35 MP R B in it
PR REER, R WIEBUREBRIUESMHC- [ 22517
1 3k A BRI, AN [ BE TR S 7= 42 I e 400 1 4%
MHC- [ 284 KIZR3E H #T A

2. FHMMHC- 1125 F: CMV ]l i A [\ (1 ¥ 1% %
BEEALBICDA TYE . CMV AT BL4& &% 2 FlvW 5T 5k #0041
MHC-NI 4 FREFFEMBAGETHS, WAy
#-10 Cinterleukin, IL-10) FIM78# [45"", HiEA
US2. US3A[LLTF#HMHC- 11 K5 FA- SRR E, US2
JEI 5MHC- T Kok 4 & HHBEMHC- T -o/p/liZ &1,
SHMHC-11 254 TR, US3T S1EEMM O m4484
MHC- 11 24437, G178 K I Kasumi-340 f {F A IR &
IXHLA-DR B BEH AR, 45 5 B oRHLA-DRE X %
REUSKIB TR, BRI 2RISR 7%
k> G EHLA-DREE Y080 45 U, e sh, Sarango
USRI, WESZ AR TOBP 4 5 Wi 470 I 52 368 ik (0 %50 12 R
&, TOBPYTER A% S MHC- 11 {4 15 58 o F 1 72 B 1 B
Fff, TASKCEMHC- 11 229> FRIFRIEF N 1L
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Pt RN IS 2 R o R G 2 U0 1 R 384 AN T
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L MR 7 40 PR 0 98 RE PR BT A6 T4 M v A6 A0 43
e B EEER . IL-102—fZ 8K ammE 1, &
CMVIEGL A 25 XA s AT E A, BCAsE il N3,
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H Bl FE eI ki . AR AE S, IL-10AMY AT BH Ik
AL FINK MR T, HINK YR~ A= TFN-y, 0081 2% 2
Ml DCAH 4k, HekErs £ RBE R, FEHEREME, CD4'T
4 i 7= A2 R IL- 10 R S SL i 4 T AIMHC- TT K38, 5200
CD4" T/ A B 1Y, 338 95 75 75 MR e S 41
CMVIERGH/N R, TL-278 4 #1L-10"CD4" TNk />,
F IR TN G g8 S B, WIAR BT AR P I IL-27RAE
5 Bt R FO I T 400 0 988 I G 75 8 b 3R B 40 7R 1T
BEAh, L2730 68 T % B 5 T-bet 13214 I BREICDA" T4H
Mg E e A", A4 K IKF-B (transforming growth
factor-B, TGF-B) X #ME A G e e LR A AR SR AR HT =
8/0 THH M 38 GE RO 20 B IR T A 1, R BB ER BB R 7L IL-1
MIL-2/ D68, LAA PRS2 s PR i) 242 . MR, IL-22
THHIRAE G S AL BT 06 55 DG ER A I PR, R i
BRI RSN o AN A S, IL-27T LA #ECTLY
SRR R R TIRE . H TR FHIL-2R K EFEETET (T cell
exhaustion, Tex) ARG IAEF . AT, IL-2
Y6 7 T 3G 0B R Ry S 1 Tex 20 i 1 25 &2 1 4 1) 42 PR bk B 4l
Jif ok &% R i %5 93 2 (lymphocytic choriomeningitis virus,
LCMV) [ %2 TL-2 7] DU S M, 1 PD-1BH W
VEF T Texiithdi i, —# BAWRMEMA. R, IL-24
RS I HIPE TR RO 3™ T M Ak 8 38 2 1R 77 18
D )~ dn o] A R R P 40 I R T R AR Ak DR o G 92
YRIT TR 2 H AT RIS

2. MR AR IEEAREST, PD-14ERUS P TAH M 0E
R R, FREBFEL KT TR,
Tex 4 s b PD-1 KA JERFTE K TR . L™, 18
FOREMRMLAE S 5 AR WO AR LL, CMV RS0S4 555 PD-1
R EKF, EFECDS” TN M FEE & 2 T RECDS” T4 i
LB B . 3BT FE R, CMVIEY IR, PD-17/E3)
BEFEE 179 B4 S ECDS T4 R IA LA, BHIETPD-17]
T AR T M 77 I PR i . T eIk 3
A% -3 (T cell immune-globulin and mucin domain-3,
TIM-3) 22— RAE /RN NG 2k, G2 A4
M, WS AN RIERAE BAEF, 8 A 5 T M A v 4 ] %
Qebape. Tim-3" Texfi MLl F ILKIAPD-1, fENEPELCMV
TRGHAIR],  FEBH WX AN 52 AR T 0 E R R PR T4 i G %
WEPEPS?, KataokaZ$PWESE, Tim-3 7] 1 9 T M6 (1A%
EY, Tim-3BGNAT gedii] 7 TA RIS, #E E #)H] Tim-3
BHERTHMBIEE. B ATET ke & 55 T M FE S 1)
BRI 72 R 2990 T e I s 12 T g, HAECMVIER S
RE T BB RS B AN A B, B Rtk — 2ot
WESE.

3. AT B INHIIA: CD4" T4 —EfEE LRt
CDS8' T4Hifu#Es, #CD4" T A% F e, CMVIK

A TR LR B 3

PATYETYRM (regulatory T cell, Treg) w3 i £ i -2H
Fo Rz Al 20 B PR A DA B A S TR R S ML AR i T4 A
¥l . CD8' THIHLZCM VAR Tregff A AU RIS, FHIT
PD-17A77 AR CD8' TANM 8RS 71, kb TAnfIE TP
B IR KDL, TregifiRIEFMIL-17. IL-27/KT 2 Al
R, TregZHM /518 Sy i 52 kA JRIL-17, IL-2713 FEOE
A BEZ SHCMVIE LI #0042, ik, Pl 2
4. NKAH M S0 o] G (e SE TN REE . 410 TAN MU ke
B HE— B 50 AT B NCMV VAT 117 R8T S0

=. BWIFNE S

IFNAT4» 3%, T8, [T RFIIAIFN, Hp [ A
IFN, 40TFN-oFIIFN-B AT HH k22 3t 43945 11 Z4IFN H A
FIFN-y IR & R, FEHERR (natureal killer, NK) 4
B AN Tk EL 4 o3 ; TTTALIFNIU FRIFN-AL. IFN-A2. IFN-A3
FIFN-MA K. TollFE3Z4k. IR SH &8 (cyclic GMP-
AMP synthase, c¢GAS) FITFH R A F (stimulator of
interferon gene, STING) 54 R 51 52 74 AT 453993 S A A
Ko T, H SRS 5 g N, e REIFNEE R 4k,
LA ik A5, AN RAF R TR, CastonZ5P %}
53451 B F G g 40 A AT CMIVARR S PR T 40 A G 92
W, 455 E/RIFN-y 5CMV DNA# & 2 X . Chemaly24C?
SR FHTFN-y BGRB8 T 003 i 200k % 4 52 4 rp CMIV IR SR 1 R
R, HEW 724 1BICMV IS P 0 i i 4n M Re i 2 &, 33
B CMV R 53 P B IEG 9 228 BE s A6 I A% 5 61 H I CMIV R
e, ROVBARAKCFIFN-y 5 R A S s ECM VIS s KU A
Ko ARUEALRTHTEURIN™, KB SR8 & - s tECMV
TR IFN-y KPR AR IR G 1 PR ss, S A
T 2 WRE Fo gt B — 8, Kk, IFNA] B MHICMV T
LI SRBE R

iR AR AR 1 R T 24N B R P IEN A
FEIHE S PR bR E S —. e
AT CMVIE B EIFN{E 5 I Rt g, &RE
JRCMV I R B 5 45 0 8 (5 P fe 32 e L%, WiuL23
T 5 4 A N-my il FIITFN-y A 3 P00 #3408, pp65
I T HcGAS-STINGIE B Al 55 T BUIFN X S, pp71FHAG
cGAS-STINGIH ¥ i 3 R YU B E R 5. Bt K
I, CMVEEIEEE HULY4REHIH]IcGAS-STING A 5 (I AH 26 5
B2 ak,  BRAICTANKES & 0 1R Pt 2 4 8 1 3 1)
B AL KT, DABIESME 00 1 RUIENAS SaE s, #Eimr~ A%
REbi . A, AR FIUSO R RS 2R R B A A
‘52 A (mitochondrialantiviral-signalingprotein, MAVS) /
STING/ 3 1 BUIFNHURE RS, CMVRIZ) R 45 2
B1863 8 i [ AR STING LG /DIFNA= ), (i TiR#ESE, A
FEmiR-2217F 4 12 FirmiRNA 035 1F S AT 38 ik 18 32 200 A 111
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FAE 5 LHNH R F O RE R [ BIFNAE S8, il
FICMVEHIET, Mk 4T FCMVER ZE X ERE, 4
W FARRCMV AT i G2 R LA E T, 45 BoR™,
HCM V4l JUL374 M 7155 11 7] 3135 cGAS-STING 5 55 1%
e, HIXFE R T P00 T TR B I O AR KR
fEHCMVBE#E 15 H1 J R e B M40 12, CAR R A 2
o, XERPUER T CMV G kB EEYLE], AE—D
WERPICMVZ R e 4t 7 B ZHB KR

VU, FHNKY M

CMV ] J& i 18 #2 NK I A f 490 1) 5 38k 75 15 5 ok 16
NKAI A A i, 3] 4 52 A B 458 2% 1% 400 i v 4 2
ZARHFICDI4/NKG2C . & BR B [ FE 5 AR 255,
TMNKG2DFINK p3 055 W A s 4 2. CMVERHEAF 2
ANFEE AL A, UL135, UL142HMIUL 14844 O 4 E S2 7] il
TR ML HINKGH A R A R . UL135iE
ot HEIB LA A A R 2SR S AT B UL 14270
UL 148 AZmiG (IHE B (3l R IMNKG2DEAAMICAZE 41 &
THI B FI SR HINK A0 iSRG s UL148<= f2 M CD2 L3 o+
CD58 (LFA-3) Wik, #4h, CMVHHImMO2. ml455 M
FOIERTLARIAMHC- T 285y 72504,  SNKZHMLHE 2 4
ghty, JHINKYTABGE, (B s g UL40
g TE EHLA-EMIRIE, SNKAM 6 4 2 fANKG2A
Sh4, IHEINKANAEHEGE, TUL4045 S A a] ci A HLA-E4;
Bk, FFRIBENKG2C NKY 65> . H AT NK i
G R 1B 7T 2 AR A SRR BE R AN =8, R RUL K
25 S 22 T AR AR EL AR R B JH X N4 e 2 19 S B

Fi. FHDC

DCE R ZMPUR R iM, R H R F = FHMHC-
[. MHC-1I. J:#fil#%F (CD80. CD86FICD40%%) |
T B 1) 86 BT 2 1 DL Kbk B AT B T RE AR G 4y T2, IV
ETH MR LI, TEWI IR R B R R G &
B, HATEBAEE T E AL g A A ARtk B A
ZIDCHRR N MDC (conventional DC, ¢DC) ; ¥fE
% 7 W K ZIFN- T FIDCH NI A A DC (plasmacytoid
DC, pDC) , HAHGAFHMRMAMINEE. Andrewsl
WL MER R, HCM VIR M DCH B #, T /s B Sy
CMVJ5i, DCHWRMANFREIIZH, KETHIRPUEM
BE 1. WEARAESEEY, DCAE/NRCMVIR Gt 72 b B W
HEEM, A RENENRE, fRrE TN RPUR 23
SBYIMATH MR E A ER, B3 % MHl. cmvIL-10
FILAcmvIL-1052 HHCMV UL111AZRESIIL-10]5 24,
Al 3@t 2 A HLEI A S DCYAN I S k%P, cmvIL-10
AALE LA cDCETMHC- T 2550 11 28 4% 7 & 3L )
BoorFiRE, AT LOE MR P T B F (bel-1,
bel-2F1bel-x) iEfh, S FHcDCHIERMT:; LAcmvIL-10

AAHcmvIL-10/ 4 Tifg, WMHIDCEMMHC- I
KA FFRIEP, s, IL-10. TGF-B. Toll#EZ k2
(Toll-like receptor 2, TLR2) FITLR74E 4 fE il 14 41 g
KT e fil ) 7> TR 88, S8 CD80. CD86FIMHC-1I
L35, AT 6 A 3 [ D C 54 4% A i 52 1 B 5 1R 41 i
(tolerance dendritic cells, tolDC) . tolDC X 23—tk
ST, W EREE ARSI RIE, AT (6 8 SR 4
I 52 M p R AT B R

Fi. TR G

CMV I DL B i s B i 7= AR RN Th g . WF 7
FKEPY, CMV RL1TERIATUL118-UL 1193 B 4w i (6 5 A
gp34Fgp68HE 5 F s Al My L I FeyR 3% G P 45 & 1gGF e,
A9 5 2R (1 -1gGE A5 7 W 40 g ATNK 40 i 2 T 1) 32 1k
gh4y, BRI B A 1 8 1 240 B A 3 (0 40 B B 1 FH RN 8 S
PR IR AR, X BRI W AR R R U S HICMV £ 5 B 1 Gt
A SR FeyRIG LRI RE 77 2 B 058, G2 21 IR o 23 g
T3, FAh, RANVCFERVECMVE A RUSTLS bk 4
PERR R, RILCMV AT F] FH P o7 9 AH 5% B i ik 42 A i i
USTEE [ lE A ) LFeS2 R ThRg, BRI R0 R 1
ARG BE 1Y S EREE @ PR B e,
B IRE PUARIRGUR F AR . SR T Raanani &% 40 5% £k
B AR 3 T 40 MRS A ) B R (B R AT RGP, 45 R
RO, HRBERAEITAEL, I % Bk [ R A
CMVIEGL R, A2 # AR, RCMVl+
PPiiRThEE . BT AR A R, SEBR EACK AR
FEIT IR HET T CMV IR S 2 ML) BT vk Ik 7
A, BRI

7N~ I

973 B G BB CMVI (R 2 AL 22—, HHL
WL 2, HATEARE TRZ MR LI, (HEEE4eE
INCMV Gl W R I ALEIE G — 52 22 0E, A 1R 2 ) f i 5 A
Y, U0 PR P9 B A o R B P (T B R IR X e SR TR, N [
DA K L= Il an AT A AR L, AR G TP U fE L,
YT e K S B P R e A AU I 1R T F B .
RN FLCMV I G e eI ML, 45 NS FR AR T CMV
JERGLAT R AR = SRR
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