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Abstract; This paper describes the progress of antigen presentation mediated by major histocompatibility complex

I (MHC- I )molecule, as well as the countermeasures and specific molecular mechanisms exploited by viruses to

evade this type of immunity, which are helpful for understanding the mechanisms associated with viral immune

evasion and contribute to the development of viral vaccines.
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Fig 1 The process of MHC class I antigen presentation
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SSWDFITV £A; A — MR A [A] | IE & X —
AR W AR AL, BOR THURAK C K S i 4% 2 7
1, DTS BE B 25 1 T A4S 1 i b 2 A B ) e D
ko Gilbert" "™ % A By ®F 5% & B, N E 41 M 5 55
( Human cytomegalovirus, HCMV ) ) B & 1 65
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3 R E
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MHC- I 2843F HC 1 B,m JER 6745, BIRA
[F] 97 B SR ) T SR AN [ (R ¢ 1 4 2 T
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(853 F- B Bl T8 705 03 B 14 S s 6 S AL, A s
BERE I A B4 — e i SR, AR R A A
PEE LR, AT LLBUR R B s 75 2 i Y 3
RUER . oG, PTIE R 0 AR B T4 MHC - |
FeorFUEE B RE S AR 7 A AT Ry 55
TR I R B — s RO R . INREBR EHV -1
) pULS6 1 HIV 1 Nef £ | GEAS B 0 R ACEE A
FEIIEE S X pULS6 il Nef T4 MHC- |
Oy F PR B 1) T BE TT BB S 52 WA AH 1V 5 B
AR, I EHV -1 1 HIV (955 35 1 DL &
FAhT 7 1Y) 55 75 v B B AL T — SR B .
UK, T AR 19 2 BR i 58 700 e B B 2 2 1 119
DS S SR A7 A, T PRIIF I 2R 1 S e S 1Y
]I | 3 i B 16 MHC- T 2853 7905 2 19 T
oo N, BSR PRRSV Nspl(Nspla+ NsplB) H
B WAL L 2 57 (54 ~ 59aa I 157 ~ 163aa) ! | {H
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VAR ™ A8 R S5 27, ST BE A b 41 1

i 25 8 G 2 SN, T A A R O Y e B
I X Rl B R B JE I AT fE S Nsplao Al
Nspl B #0750 T R M % 2 LA & Nspla T4k
MHC- T 285> Tk S % V1A 57 1 Nspla
AR S AR I DG DU A SR 07 S I 2 AE (8,10,
25 28 V1922 I eI 2 78 22 R ) RE A% fil L2k 25
Xt MHC- T 289 FHuE S AR 0 Ak, 3l
FEil %5 5 A Nsplo IORE IR R 91205 2 8 A 2 1
J& DNA B, F DL £ 5878 1 3 Dy 4> 2 3
FRASE 5, DA TR R AN 2 4 G e A IV

ARk Bt TR B POl R T 4 A AR AR E AN
DR 1 LA B D ol A A TR A R, (e 1) A
TR EE AN TR, %ok 9 1) 42 T A B ok B v | e 44
SR XHE 1 A B G2 s ohe s e i, a0 i %o g
BRSO R AR T R R R X A
551 S S W HILAR G e 4 ] e 7, AN & 1 Il L
7 T F A KR 1 B 5 P 25 A 4 B 2
AR 2 AR RV MO AR PRI TR 4 R B A
JoRE TR AL % 4 1A% G 2 R HL At 28 T G 8 AR 1) 5%
Wi, AR EE T MHC - 1 284> TH0 % 2 0 1
B A B T3 0 8 B AR B 1) S e s8R
1717 L, B A0 et g 1 G R B i
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