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Z B XTEBV A R B AR 202451

EBVEA MA 2 8 — ZHE A 1 (). H
i, BANE IR N5 Tl (envelop), 51 579 BB G
B R BT IZZE. PIEZEAREE R A2 (te-
gument), HZMAR/N, SA—FEEERK, BE
T YRR R R E M SRR BB R L. RNER
e+ TR AZ A 7 (nucleocapsid), 7 75 3 K 447 T 1%
JEHR, AT 2R B AR T T B A B G I EB Vi
PSS

EBVIZAKFZEA . [H)Z8EEH KBNS A EEBV
Adr A R R AR, T IX =R E A S
BT o M B-18 A0 BLAE FH A0 RS0 B8 s A
CERKEVEAI N HEBV A B3 ARG R H
HICAIMEBVZ AR e . 1828 R a4
K T DL KX = 28 1 18] (1 AH ELAT FH Y 25

1 EBVEYs. A3 % Bk

EBV 3 2Lii i MR AL 7k, EVIIUEGL)S, EBVAEB
i b A ARY. R AIEBV RS RS R, BET
LR HOHT I AR B, PR A — 75 E g L
IR, A7 2% A0 BB A M Y, R o e Y7 A 3 56
i E A EBVR A BIbk L0 A b R 4 fr)
WUE YL g, HEB VB 5 A2 i 1 L 2 A
U, EB VIR I b 4 i s 2 1N B 41 AN B B
BF 40 M A 20 P, 77 JE% G B bk E5 4 B I 75 B N R AR
FURBL ghAh, ZFEBVALIEE 2 5% # B i
R, FEAHEgp350, gB, gL, gH, gp42, BMRF245!
(E2).

EBV/E GBI, BBV 3 i IR A
gp350/2205 %2 4KCD21(CR2)/CD35(CR1) I 45
A DRI R S 4 R ) TS, gH/gL/gpd2 5
= RARE A K gpd2 K A Ciity 5 H 2 AAHLA-114%5
&, MRS NSRS, R, A
5 A M gH/gL/gp2 B & Wik £ gB, B 5 3 E
Rl 58 AN R G RN TR IR R AR,
24 368 1k 5% 26 THI B 2 I BMIRE2 55 40 Jif 35 11 1 3 2 45
GURER RS bR R AIFE S, (EFEBVI/E G
FIRERE Bl R5, gH/gL R Rk E
EW 5 AR5 FEphA2(ephrin receptor A2)1/5Kavp5/
BO/PR-TEG R4, Jhit— DGR & HgB, gBNM T
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=R & (Envelop)

=2 G2 (Tegument)

FRSEEA
DNA

#4247 (Nucleocapsid)

Portal

Bl 1 EBJWEEZ 4. Portal: 535 5 R 20 RETEORI RE T /Y 3 1
Figure 1 Schematic diagram of EBV structure. Portal: the channel for
virus genome release and assembly

T E AR S B R A AR Rl G, e 2% 50 U B 1R %
e FEPB AN, gH/gLS HAZANMHC-IT A(non-
muscle myosin heavy chain II A)gB5H 5% ANRPI
(neuropilin-1)AH A FH L 3E— AR 37 7 e 242,

LR BRI RS 5, WK ERS
WM IAEH s Rt e T, miE
T B3 R R OB TN A AZ N, Dhepisomelf)TE R AF1E
T EUUAZ b, H ST & AR PT(E2), S B
WORAS 5 J5, EBVEFT R PE S ), Hdp st &
FRKHDIR. 15 LA SRR R 5 Sk
SR DA SRR I35 B, 18 56 A% A 5 1) 4 2%
S DNAGLSE Ji5 975 350035 A1 HH 28 (0 A2 4 B 25 41 Al )i
th(E2). H ETE A E RS2 B e EE L
TR (- - ), B SR
BRI AL AN T AL N, TENEZIRE T4
BB, EINEAZ A B, TS, ZE4H 5T b 5 g
TR0 2% 45 6 3R A5 (R 2 B ) A 2B (A, 2
S 58 BE ()3 B R RN R AR AT AR N =
Hh SE A0 43 WA AR 5 RO B SR R 20,

2 EBVAZAKEEEH

R mI MR EA, O FERREA
(major capsid protein, MCP). #/NK 5% 8 H(smallest
capsid protein, SCP). —Hk{&#E [ (triplex)HMportal &
H, AK5EHIZH % S BATE N B R G S B 7 A4
T OREEAE AP 4SS R 1 1A (A ELAE R A R
FE A RT3t AR 2 T 2 B A% K 5T 4
#1321,
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Figure 2 Diagram of the process of EBV infection, assembly and shedding

AR 5 (R ZH 2 J e AR S F MR N e, ]
NP B AR K B N A L 7
ARG AT, R H e R E A e A
FNFA TS, e E R R TS E AR IR
T, A FEEE AR T AR R GATE S (T=16), T
I 75 5= [ A DN ATE 26 1 i 5 5 W0 (1R ) A4 B T e
portalif AARFE P00 4 3% et B opr 23 7 AR = ROR
[ 2 RRL, A CRYUAR S T 58 B B A
H, AR KBRIH AR S, BERRES R
B s A Y, A BRURIC AR 52 Rg gt A\ 41
JH sk MR B A Z A, B S 2RO Y A R R
. CHUAR G IR & RENE TV R AT IR () B ORL, 1T
B 70 I s g A Tk e 1 R

42222 B A CTRI FHEBVBH 1 B9S-BAH ML & A AL 5
BRI IR VA, Hil4% T EBVIRERAE &, JREE AR TR
TBLAENT TAZAK ST 2R 450, & RIS 1 w7
(4.1 A)JEBVA e - IHARSE M ARG AHE ]2
H (capsid-associated tegument complex, CATC)Z5#) J
FE DRI 23 @ B portal 4514, #i4: TEBVARE M
CATCHRKFHEH . portal 5KFEHE A portal 5 5
DNA 477 b FRAH ELAE R 405 (1813). 4228 BT A
FEATT P - T A4 AR 58 25 4 B S Tl psi 465 ) DA Sk 5 2

TEBVEAR &R CEAMSGWEE, BfFi6el
MCP. 164°SCP. 54MTril %104 Tri2A/2B(I3B).
i, MCP45 #4143 Atower regionflifloor region, MCP
floorZ [AAFAER) ) 2 AHBAE ARG E TEBVZAKSE, &
AR =P EAE L, HANELEMCP 2 8] ) B-augmen-
tation. MCP dimerizationiz =P 4 X a-helix Ff) 5 7K A F
71 5 MCP V. H:N-lasso 25 #4351 2 B-strand [ 7} A A1 55
P2HIP3 2 [H]5-strands BJ7)JZIE i 7-strands B/ =451
EBV SCP%5 & T #HAR M ANMCP I TR ER, Triplex4h #4(
IANTri RS S Tri2 53 A6 44 (Tri2 AR Tri2 B) 4L B WA Ny
“FETHHEMCP floor X3 1 FLi. Tri2Hclamp, trunk
Jcembracing arm = NEERIIEA EY, 3@ IE AN [F] [ embra-
cing armfIZ5MIAH 454 Tril 2 H W) B =g i
&, N-anchor, trunk X third wheel, Trili# i third-wheel
5Tri2 A X Tri2 B H.AZ X f{Jembracing arm& &7 1+
= TR,
K?—fportal 1"]@#1‘5 Exz@?‘fﬁ 38 R AT 7T
E%ﬂﬂf— 1"] Tjaﬂﬁjjwmg, crown, stem, chp&[}
hairpin, portalfii 4K 5¢ ot — A5OSR 7, H &
12RO 22 ST R TEBVEAK 5
portal T 5 #2153 () 5 0 HE 3 4544, #0571 portal & [
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Penton MCP

Tri 2B

B 3 EBVIZAK5%E. portal XCATCZE#). A: EBVIZA 7 1A 45#)(PDB ID: 7BSI); B: EBVAS 5% £ H 45 1#4(PDB ID: 7BSI); C:
EBVZ: K 41 DNA#E H i@ i portal 45 #)(PDB ID: 7BQT, 7BQX); D: EBVA 5 AH % [H] )2 & H CATC4E #4)(PDB ID: 7BR7)

Figure 3 Structures of nucleic capsid, portal and CATC encoded by EBV. A: Icosahedral structure of the EBV capsid (PDB ID: 7BSI); B: structure
of the EBV capsid proteins (PDB ID: 7BSI); C: structure of the EBV portal (PDB ID: 7BQT, 7BQX); D: structure of the EBV CATC (PDB ID: 7BR7)

BBRFIH R 4%, BBRFIfl#Eiwing(aa 16~53,
133~16041203~252), crown(aa 54~132, 161~202F
516~577), stem(aa 253~2801474~497), clip
(aa281~473, AFE AN X taa 285~432)F1B-hairpin
(aa 498~515)Ti/M45#38(EI3C). BBRF1HL4A A AH A
VEF G5 Fa5E T portal + AR LEH), H A B TDNA
A FE L FEdwell Sburst[f#4 §#54F. EBV Portal A5
N5 DNAAH EAEH B X 8, 53— ML T stemFlcrownis,
Z B AZ S, 124 Sportalifi i& T B [ B-hairpinZ
%k 7 channel valve, BA£25 A. 55 /AN NEA31A
FIREIE 4544, B 12403-strands B /241K, Portal 597 5%
DNA A HAE H ¥ 3 i BBRF1 4D & IE R (H79,
K90, R155F1R176)415. Portal 5 4% 5% & A 8] () A7 (E
PIANHE ELAE H X33, 4351 Aportal clip turret[X 45 5 & [#]
Tril trunk&h#JAH BAEF Kportal wing4h #4385 4K 572 i

2248

WA LT IZAEA.

UhAh, 4x2ZE HBACT R BLCATCAE portal i FE X ik
36, BAREBVEEE KK, HEBVZAKLH
CATC |5 L i Z K TKSHY, #/RCATCH g B ka
EARFEAMOHABIEF, FF3E T CATCE M s T
CATC=4H/%rEHBGLF1, BVRFIABPLF1] 5 114
R(E3D). W7 &I T CATCH] LAY 5 /5 triplex
MEAEH, %% 7 CATC L2 5RFA HAEH 1%
BT,

JELP2 975 B 5 R AURE TG R A — T A AR 3o
2. 5 PR portal 45 K AH EL, EBV portal i)t H4X 1 —
AT FcapfE e, HEBVAZA 7 4E K A W B A 2= 5]
R, Rk HRARIR T 7EBVAZA ST, MM PR
portal capf¥IJE 77, 5 #E K IR B Ak, SR
PLARHT 15 3 (I portalia 4 36 K 41 (1388 B A R %1
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MG, R R AR 5% HR AL T portal il i B ) terminal
DNARE % 9l 838 & [8 2, #F— P {Kportal capf[&
71. MICATCHIZE A Ree BRARAZ AR FE ) AR e, ik
SEIURTAZ A 52 P JI T, 2 RR i R v g
(Rl 4H A2 BB TR0 3]~ 1.

EBVR 8% A Fe 4250}, @it portal 145 #481L |
MCP F1 RARTH 2 (1 S5 M 22 PE 5 CATC I i 773015 7 F
AN, RUE TR R A AR s nIER 5
B, EBVRF —FhoH i<k 770 15 Bl DA S B0 75
R0 FaE SR FS HE V2. EBVAKFE. portal
Je CATCH 25 ¥ FAH A FH I AE ST K 9t A DA RH W79
BEACTC LA R /N 21 F0 R0 AR i S AR A

3 EBVHEZH

2 EAR AN EEARMAEEEA, HA
K%, HuTCRE12FEBVIAZEE A G L8Fm]
Res i EEEAMEBVEH(EK2). I R12MEEE
M M # 2 RBALF1, BGLF3.5, BRLF1AIBRRF24},
5 A Ao o Vi 55 2 R PG 20 K 43 18] 2 R
FIE =R m 3 2R 1 (a-, B, v-)PRSF, H-WBKRF4,
BLRF2 & BNRF | Ay-f 20w 2 ki A 1. )2 & A 7E
ARV I R 2 I RE, R IE R
HRAZ . R AR RO EE H AR AR, AN, MEEAKE
REA% S IS 0 B AR R R RN T B R (W 3Rk, R
T ERESHS IR BENEY, SRR R0
21 2% 7 A A AN R 1) )2 8 1 05 o 22 05 B O 1T B B
A, WEREE A SR EAER, AN R EE
AT RE a5 05 B0 AR R R A B VR if B 4
%[41].

ML FEREEAOMBEREED, X TREEA
s tfEi b, XERTHEEARTHEEERNL
Fr DX PG 45, HR a2 E AR, L
FEA R T RS b s s e, Bar, UF
DI EBVIAZ B E RIS ikiE, fFEBBRF2
(6LQN), BSRFI1(6LQO), BNRFI1(5kDM), BKRF4
(7VCQ), BORF2(7RW6) }2CATC(7BR7, 7BRS).

3.1 BBRF2/BSRF1

& AR\ TEBV BBRF2/BSRF145#4, I
WA T AR 2 R E SRR TR R R R

%1 EBVHZEA
Table 1 Tegument proteins encoded by EBV

EBV HSV HCMV KSHV

R A G EHS] GV S|
BBLFI1(MyrP) UL11 UL99/pp28  ORF38
BBRF2 UL7 UL103 ORF42
BGLF1(CATC) UL17 UL93 ORF32
BGLF2(MyrPBP) ULI16 UL94 ORF33
BGLF4(vCDK) UL13 UL97 ORF36
BOLFI(LTPBP) UL37 UL47 ORF63
BPLF1(LTP/CATC) UL36 UL48 ORF64
BSRF1(PalmP) UL51 UL71 ORF55
BVRF1(CATC) UL25 UL77 ORF19
BKRF4 - - ORF45
BLRF2 - - ORF52
BNRF1(MTP) - - ORF75

F2 B(EMEBVIEZEEN
Table 2 Tegument proteins candidates encoded by EBV

BBV HSV HCMV KSHY
[ERE E [EREE [FAVRE B
BALF1(vBCL2) - - ORF16
BALF2(ssDNABP) UL29 UL57 ORF6
BGLF3.5 UL14 - ORF35
BMRF1(EA-D) UL42 UL44 ORF59
BORF2(RR) UL39 ULA45 ORF61
BRLF1(Rta) - - ORF50
BRRF2 - - ORF48
BXLFI(TK) UL23 - ORF21

TR R REEEMEN. BERBBRF2EL T —
AN die-strands BT EEEHA, L IR 10N I8 e L 4%,
% EE IR N2 955 B2 1F) 2 47 8 1 (herpesvirus  tegument
fold 1, HTED)(XTHSV UL173K 3%, #xJ9f#5FUL17H]
J2 20 2 R 45 M3 (CUSTARD  fold))(Kl4A). BBRF2
L — N PAArg 725 5 O ISR K Z L, MArg2 73]
BBRF2E ML T — A8l K o0 7RIV FmIE. T
13 B IBSRF 1 45 44 /& —Flt [ S8 B4 A 11 #8540 45 140 (aa
41~139, BSRF1A), GL& AN AT IR E S — DN E T
Z IR HE ) Clir 45 42 e (4 A). BBRF25BSRFIATE K, T
—6:64++ KAk, fE5BSRFIAERE &1 )E,
BBRF2{UA — Nt A R A T E e, HAREHAR
RAFGAR, A EAE R DU RS /KAH BAE N .
BSRF 1 A DK 40 i Jofi 7€ 437 (O BBRF2 5% 32 3] 15 /R L A4
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& &R B E G, WgBMIgH/gL, 4, BBRF2H] LA
5ZAKFMCP K6 )ZE ABPLFIM BEAEA. i,
BBRF2/BSRF1E AW/ SEBVIE A 57t 5 B R IR K
iy, BEMAE /R AR S AR O AR, SER
EBVI X A4

3.2 BNRF1

EBV 8] JZ & FABNRF 1 [ Clifit 435 A4 15 15 2 ff P2 vy A=
VI EEFGARATHIML, IX 2 HR [ Nt 25 44 35 e 15
515 EPURSELE] 2 R AL EAER, A4ESP100,
DAXXARIG-I"). DAXXGZ ALK FIH3. 3 BB,
Xof Yty SR A5 T G £ EAE A, TBNRF1 Nt 5
DAXXHHEAEF, X OXZ B A 34 56 (1 EB Vg (R 11 2%
fR3%E £ 1 08 28 e 9] BNRF1IHHDAXXSE &
ZEFy i (DAX X -interaction domain, DID)%5 448
PurM#¥ 25 ¥ 5 F1GATase 55 #4341 k. 27 BNRF1
DID-DAXX 41 445 &18(DAXX HBD)-4H 2 [1H3.3-
HAZ AR U e B B W45 C A8 2T g B
7~, BNRF1 DIDf T2 &0, #1& NEREo/pLii

BBRF2A-BSRF1A

BKRF4 HBD
=

BKRF4 HBD-H2A-H2B

I (&4B). BNRF1 DIDEA H74MRATFATHIPH 2
(BI~BTH B AZ O B, FE7E M [ 2851 o bR e
(al~a5). BNRF1 DIDi# T4 5DAXX HBD-H3.3-
H445 4, HrpZERBoMIBTIAAIL12 loopfR K, Xt F45 &
DAXX HBD-H3.3-H4#x A . BNRF1-DAXXAH HAE
F{E1SBNRF1E M ZPMLIZ/ME, 8% 518 £ HIPUH
BRI 24 14 R0 SR A A %
BNRF1-DAXX-H3.3-H4#H H.1E H %} T EBViEg L
FEDR I BEVEBOE L T5 1, (EANE T 240 B R
[l BNRF1IE L T DAXXALE A BRI ThRE,
AT A2 33 175 5 B4 Pt 7 184 5 AN K AR AT 4 75 I EB VI
PRI FE R F LV feah, EBVIBRER Yl iy ik
BNRF1, j&CD4" % CD8" T4H i i 5 (i $ 547451,

3.3 BKRF4

7] J2 8 FABKRF4/2 —Fi 41 8 (4 70 T FEA8, HEN
JVHBD, AW 4 & 414 (TH2A-H2B. H3-H4 K40/ %
i, HilE EDNAB . BKRF4 Cifi i &
MR ' R G5 M IR 5 PO 3 0 2 7 AR G AR O

C

1
BKRFAHED O
-~ //

BORF2-A3B dimer

& 4 EBWEEGEH)ZEE A LS. A: BBRF2/BSRF145#4(PDB ID: 6LQO); B: BNRF1 DID-DAXX HBD-H3.3-H44%#4)(PDB ID:
5KDM); C: BKRF4 HBD-H3.3-H4-ASF1b45#J(PDB ID: 7VCQ); D: BKRF4 HBD-H2A-H2B45#J(PDB ID: 7VCL); E: BORF2-

A3Bctd45#J(PDB ID: 7RW6)

Figure 4 Structures of presentative tegument proteins encoded by EBV. A: Structure of BBRF2/BSRF1 (PDB ID: 6LQO); B: structure of BNRF1
DID-DAXX HBD-H3.3-H4 (PDB ID: SKDM); C: structure of BKRF4 HBD-H3.3-H4-ASF1b (PDB ID: 7VCQ); D: structure of BKRF4 HBD-H2A-

H2B (PDB ID: 7VCL); E: structure of BORF2-A3Bctd (PDB ID: 7RW6)
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BKRF4 HBDfE® 5 N H & A EEASFUE IR,
BKRF4 HBD-#1% [AH3-H4 —%{&-ASFIbU Tt H &
). BKRF4 HBD-AHH FHH2A-H2B AR H = u &
SRR T2 BKRF4 HBDIK AT 3 5
D/ELHMIDEF/Y/W7 AR T A H 7r TR e A H3-
H4FIH2A-H2BFE R 3 %), /EBKRF4 HBD-41% A
H3-H4 = RAK-ASFIbVUn & &9+, BKRF4P AN XI5,
60~67 aafl191~99 aalL AN R MFATR I JZ, F 2k
4H4, A 5H3-HAPYZ A R A (K40) ). BKRF4
il i “cap-anchor 1 :45 - H2A-H2B - AR (K4D)1 ).
BKRF4 HBD#dNifi. DWPXI5(D81, W84, P86)HIC
Ut S H2A-H2B —SRAKAH HAEH, fEcapXik, RAFDSI
NHRR, HH2A-H2B - RAKSEM 18 2 KR FRK,
M fEanchor X 22 L W84 N N & & & TC 1L i S H2A-
H2B SR LE 41492 iR BKRF4-H2A-H2B A HAE
245 HBKRF4-HBD 5 #% /IMA 2 (B fEAR AN 454, 5
DN AT 24 X 35 6t BKRF4  HBDTE 4 A f) 55 4£152),
BKRF4i# 1L 45 & 1%/ MATIHIDNAIR G [ N, 37~ %%
HA e 5 T R & A RO

3.4 BORF2

BORF2/& # #i 1% H R 18 Ji7 i (ribonucleotide reduc-
tase, RNR)FI KW AL, Z 5T EY) & . BORF2
SRR TN &, HBORF25APO-
BEC3B(A3B)45 &, I A3BRIE I, AYERRIE R 458
HENE, AT G 1/S 34 i F i 5% 59

BORF2-A3BE & 451 C. 45 2|f##Hr, BORF2H
WA B N ) A7 A0 K X B 25 B 5 BT A b 1a 2k
RNRs[X 7 (4B, 5k, 4098 iE 4 A (short-helix
insertion, SHI)Z&BORF2H1 445K (1) 45 e {7 I Jig 2.
6] FRTSE AR A 1 — B 43, SHITTHR 7 2 5A3BM HAE
Hfi s, HAYI34DRAZ AL &, MY134A
RAMEIGS THEAEH. HIR, #% TRNRIZOKK
48 N\ (long-loop insertion, LLI)5SHI K J& 42 jig #H
HAEH, LLIE#EASHIMSHI X ik 5A3B4 4,
RIELLIT] A8 A BORF2 5 A3B4: A L B4 1F. HAR
HE LT RNR s 7E H N R 3 43 — AR 57 (1) BT 15 ATP
TEPEM 43R, [HBORF2H /b Hh 45 #3. BORF2H
FIX— XA BT 5 R, TRt S 5
—/MRNRHA7BaRF1 )45 &4, HARKE, BORF2-
BaRF1 & A0 5e A B T3 s % WANTPIRFE, 1M

BORF2-A3BE & ARTE it BB T R R A
DNAPY k4, BORF2M) — BAbiE T TEHEA3SB A
A% PN B 5 A7 I 0 5 2 ok R Y S R R -1 B A
HAE AL A T 2 BHL WX 2240 BAE 253 it 7
G EEA, AW TFDNA B & B0 R TS5

(2

SR

3.5 CATC

BT Y299 55 M CAT CER & 236 A S Al s B
H, EBV CATCH11"BGLF1. 2/"BVRF1fI2/BPLF1
ML, SE4 HEEBVIZA 5Eprotal i IS AL A
BVRF 18] JZ £ 1 HH PN AS B 9 DI Rl Ny 245 4 33
MZ T A5 f k. NIm&s i A MMM R EH R (aa
10~36), FHJ%(aa 20~36). BVRFIIEEH —ME s
IR A MR B R(aa 37~93), THIR(aa
37~87)(F3D). fECATCHLAYH, IXEEBVRF 1#4 G5
BAEEAR, 72T BGLF14r ¥ L (EI3D). 64k, BVRFI
(14 S 30 45 H4) 35k A2 C AT C 1147 MER @ 3 1140 795 00 0 552 81 5 A A~
A % B, Ao MR B A B B . EAS T R B,
BVRF 1k 45 f it - B il it aa 291~3145% 3 X 3k 5 4
AFHARIMCP 7 TAH EAE R, XM BLAE A B T 1%
Kz afaE L. BGLF1E A7 LRI A A X
W Aram XK, BFENG E & B-strand 145 H 3k (aa
1~125FHaa 289~315)F1 =IkfAtriplex Tafifi & 25 145 (aa
275~288); Ji iy X 3k, ALEC A 5 & 5 B-strand ) 45 #4935
(aa 397~504)F1rh YL 73 5 Fr e 45 14 1 45 1 dk (aa
333~396)(K3D).

EBV BGLFIMIBVRFI1H] 55 T 9 8 5 K 41 1)
fuke, WAEES S 1270 AN IR AZ S i FEFAZ AR
FELTE. TR FRBPLF 1] 2> . 2% PR BEDNA A A
MFAIHR IR AP hAh, BPLF1SRKEHIEBV A
B EARIBA MK TGN, BAE NI /N B
s e F T ).

3.6 Hpwp)ZEEH
KZHAEEBV AL J g b i 15 B ZL I Re ) 2
T HATA AR RIENT. AFRBBLF1A] k> 74X
WA A, HF AR 5 R B8 43 9 5 1 g 41 10001
BGLF2 ] PAif5 5 P2 LGS 40 & Wi TG U/SH, &
Al IEP38 MAPKGHE B AIINKIE S, MIfifE it EBV
WOE LR S 51102 BGLF23@ i3 # fINF-xBAI T3t %
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7 FIIAK/STAT# S, MTIREIRTE EPUm e R
B, 3 PR ARR AL, BGLF2IE Al 0 T4
B 0 M A8 S S SR e L8 BGLF 43 R S RS 78 S 55
I B DR ST () 2 SRR 75 R B B B, mT R AL LS
BZLF1, BMRF1, EBNA1, EBNA2, BXLF1, BGLF27E
W IR 25 & 111972 % AL FREEF 1D, P27, CHK1, RADSI,
TIP60, SAMHDI17E W (1175 E R A7) i BGLF42>
PR AW B = /|, WA R PIBGLF4R] 75 5 A% B fig
PRI R B 772, S EIRE3 @ ), BEWE 3
Pt ARDNA S HIB8 AT EB VI 13 R 1 2235 Mo k%
FE (AT U A4 8284 BLRF2 AT TR A — SR Ak, s fr T4l
WAz B it %%, i BLREF2AN S0 55 75 JE 8] f) 22 36 Al
S, (HS BRI TR RS Ak, R EA
BOLF 1 [l 2 A 521 95 B DN A & 1| F A 1 ) 3Rk,
{4 [EAREBV IR YL hE /1156,

4 EBVHEREE AL

EBVEZLALANL 2 £ MR A S 5 IR 2R 7,
Horp iz RS R [ DLeH/g LN SRR N L 2 A
MM EEHgBNZ S, XN TARESY AEaEEA
(R e e BRI RIE TR Bl TR A A Rt T 2k
B ST g aE.

4.1 gH/gL K gH/gL/gpd2E &4

gHR HL RS TERE 2 1, T gL e —Rh i A 8 16 IX 4k
FIREEE 1, '© 5 gH I IR o 45 #4845 M 3R SL 47 &
TR E VI EEY. gLV NgHI o THE1B, Tt
eH/gLE EVIEMT S . s 2| MM R DA AT R
e HSVAIVZVEIgH/gL 5 — B Ak 23
5 MR S5, TTEBVAIKSHY  gH/gL N 5 2k 1 1)
R INEY AL

EBV gH/gL T 45 M FE K A HE 51 A KPR 45
), Fe9r A E AR (E5A). gL 5 gH N4t &,
TERR T R — Ak gH/gLah M 3k], %85 Mk & — %
. PERIEM XS, B—)Z3-strands olRJiE 4% ES-
strands“FAT/ AT B-F 4L, S-strands B-FEH =
MR EgH, PR EgL, 3-strands ol e ARk H
gL, — /M KRHEgH. IR A —BICFIHZ X 15
(aa 79~97), H A E R LERIT] 4 N 8-strands K F1TB-
Fi 2 (B-sheet 1)1 4T TL#Z i # (helical bundle 1),
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helical bundle 11" )34~ 3= Eo- 1R )i 1-47 T-B-sheet 11K
B, TERLT A gH/gL oy T ORI SE IR X 38, gHY
gL T 25 3R/ X 30T i 17— AN BH 5 AR TR X3, 454
B3 2 - R eSS M A i, R & 9ol i, H
HHE AR 1) S/ BB 4 45 R LT [ HE 51 T 1 DY J2 B8 e -
IN-IRFE LR, SERIBIVIE R —ANB-= VR X 4, H
AW R IAFATIB- 7 2 (B-sheet TITAFIIIIB).

E &5 Ry IR 45 K S8R 1/ 1128 55 18 1) 9878 4> 8 i g HY/
gLl & IEPEL>P) L5 AFIL69AZR AL G % BB
A1 R 2 B R, TTLSSAFIL74A AR 1458 1
RAE TR, LoSFILOOHR &AL T B 45 My I RN 4
JERIN, AR LB K A, H R AT eI T gL
(256 J S5 RS IE AT 2. LSS T S5 M Ss/II5E 5t
T 170 L 74457 32 2 &85 A S URTTT P 8 P 435 A4 SR TG
HAL, SSANTART H Ak 1) RAS AT e AR 1 45 RS DRI,
[ FIHES. 1T gL AR SAR944 5k e Xt T g B 1 837t A e i
HraEE EE, EBVIFEH 8rhLCVIgLSEBV gL fE
FL(82%[F)¥E), 1HrhLCV gL ARAEMIEEBV gB. 4
thLCV gLH 5] AEBV gL/F 3 W RAFKS54Q/Q94K 5,
RAJGHIThLCV LA BTGB SR &0 th4t,
G594 ATRAR 5¢ 4= BT 1 B4YH AR K b 57 40 o i 45
ESOSAZARFEAK T b Al b &G v, (H R KIgSR T
BAHM b G & 1, DR gHZE MBIV T 458 i
Rl £ i 2 B ),

gp42(=EFE 2 TEBVI Lg%, BN A~
MEBVEA B gpa2FFE, R NTEBYHMEAEgp42
% SMHC-1145 & T4 P A, 22800 75 R T g b e
MM (AT Egpa2Z 55). T b AHA = WEBV K [
gpA2 B FE R, AT B, gH/gL/gpd2 2 A2
RGBT L I, gpd2 & — MR E A,
BZLF29wts, W —/ 454 gH/gL ) Z N X e A —As
SEEHLA 15 T ICHT B R PRSI ). gpa2
s K A3 2N, Hep42 5gH/gL 2 Ia) KA HAE H
YT C AP TERIEARISOT gpd2 N £ w6k i 2 1
T K (aa 33~85)iH it M GegHLE MIIRIL, TIIFITV, #5214
255 IR(Cit) 5 gH/g LA I (B SB)!Y. gpd2 5 gH/gL 2 [H]
SR T AR HAE IS EBVIER BN B 2 I, gp
42 N AR HI 55 T IXMAHEAE R, S8 A RE %
P, MBS, gpa2n TEBVIEYL bz 4 i ke i A
FETER), gpa2E A Blgpa2 7 A K £ b R 4 i

A
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A

Domain |

. KGD motif

J Domain Il
)

: r&\«‘é groove pomain |

CR2 binding
domain

EBV gp350

Bl 5 EBVAENE G FgH/gL, gH/gl/gp42, gB Kgp350 Num&i s 2= M1 45H4). A: EBV gH/gL45#)(PDB ID: 3PHF); B: EBV
gH/gL/gp4245#J(PDB ID: 5T1D); C: EBV gBZ5#J(PDB ID: 3FVC); D: EBV gp350 Nifii&h 415 (aa 1~425)45#J(PDB ID: 2H60)
Figure 5 Structures of envelope glycoproteins of gH/gL, gH/gl/gp42, gB and gp350 encoded by EBV. A: Structure of EBV gH/gL (PDB ID:
3PHF); B: structure of EBV gH/gL/gp42 (PDB ID: 5T1D); C: structure of EBV gB (PDB ID: 3FVC); D: structure (aa 1~425) of EBV gp350 (PDB ID:

2H60)

42 maEHgB

o3 B2 AT 2 20 B ) IS i S AR ERARTE R ) 2
AR, EFREIR—NMRRIB) I ERERT. gBIEN
TR, BRI — RS A e,
S s A A EE B /N 120 AR, KA 1 2RI K, fl
HilfEpens R A%, LeBiigH/gLokgH/gL/gpd2 &
YIoE G, R G AT SRR A RS, KRS R
(fusion loops, FLs)ffi 15 =40k AR . HriE
BMGAFE, HE— L AR R 7 4 2, 3k i i
TERCEBA S, BG, eBIREhEA LI, KA
FEINAI G, eB&m A & it e MG E %,
SRR A .

EBV gBJE THEER G EH, U=REEAFET
I3 B R AR T, FOM /M F SNSRI R, EBV gBIY

N FICHGAIEEZ910 nm, C¥fi SFLs. T4 T B[ — &
sl ) eBYE ARG E I BA A RE MR A AT R L F
ERIRG JE R 5, SR B BTACEHSY, VZV XHCMVI
eBIKIRL-& AT R AF 2 T o100,

TEFRE MEBY gBRl &GS, S50 T4
TR, HEEMIB RS TFLs, HAZO X EN
pleckstrin [ (plekstrin-homology, PH)%k#)([&5C)!H,
EBV gBHJREI&HEGWYA ! MAIGWLIWTY "+ 1% (T
R RS WIFEBY  gBA Sl & 1)
ﬁE[103,107]. HﬂHSV—l gB E‘]HRIW‘wgﬂEDRVEAZSS_%] %Tﬁ%
EBV gBIWY > BHIWLIW! 16088 hEBV gBE
B, BSOS AB K AR 75 g B AN S S B ECAE
SR U OS8R R A — A furin V) B AL AU AR
REGFFIH K, Hio X EAPHE ), TTHENZ
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IRIEE ST 0T, TS5 FIIRIT1I88, 263, 353F13614L 11
Nlinker NN gBIEAH R T RIE, (HRBEAKET
I SEA I RE N SE R BRI 5 3 A 242 5%
FI K aClglE, e LA e 7 g g HAh2 4
T FE o CIRHETE K — K I8 e, XA iR ie S 5
T AL T gB = AR A0 R e 6 i 45 F (B 50). 5
HSV gBHHLL, EBV gB&SMIVIENTCR, FKiEr4s
FAISRIV H B- 1 AL F, 7 Tl 65 J5 A6 G gB IR TS, T2 R
—NREARZEHE (EISC). ARV A2 TR S ST, H
—ANZEAH X 3T Cif 9 A - B2 g 4 B (o E AT oF ) (15C).

B B AN A, P skt g B A T i AR R
EBV gBH — %104 M EMRAMMBWAE, Hh
802~816 aaxeflA T T I, MBI X 1M (aa 817~841)
Xof A f T s 0 EBV gB#kJE 548 i g B8 16411
gB834R I H M ik BG4, 1T g B8O 1 A Ak il & e )
ij‘—dEE[lll,llZ]'

H A 4 & BE % 2 gH/g Lk gH/gL/gp42 B &) 5 gB
YEF AL 55 Ko gBELR AR A R, W 00 B (1 2 [ (1)
FHEAE AR 2 — AR B RIHkAR, KX FiH B A H
I A A R RSB A 71,

4.3 gp350

gp350,2 EBV K [ 3= & f i I BE 25 1, /EEB VI Y
BRI, 5 A2 RCR2ELCR14E & M i i i 25 5 41
(EE B ep350 /2 — RIS IR 1, 907 MR
TR A%, H RTA gp350 N 1) &5 14975 2 f# 4. gp350 N
Uity (4~443 aa)PT BN = ML IS5 A(4~153 aa),
B(165~305 aa)F1C(317~426 aa)(E5D). X =&yl
TERL T “L BRI BRERAR) I 2, IX =SS5 Rt 5 —
G0 AT B- R RS, e S IRA L T E) T
BRI, G R BAICH Tt

ep350 5L & MEIEALAL &, N 14 P40 L
PR T EANEAERE, BB, Hrher Ay
P — oA — AN TORERE 7 55 X, X ICR A T E A
f L EE R P T gp35052 /A CR2fISCR 1-SCR24E #4 35%
WA E WA, R ES5ep350 ETohE X
B A s e R T AR RN AR, T AN R - EE A U
’f’Eﬂ%ﬁE[m’lB]_

gp350iH it =B Z k45 A CR2: pepl(16~29 aa),
pep2(142~161 aa)Flpep3(282~301 aa). X =Bt [X I fE
TR 7 o DX IR, IR SRR BN R I 45
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Al e I A B (Cys141-Cys8FCys165-Cys298)
= BRI AR S 22 Bk B gp3504% Do g kg ) bk, i
FHN-HEELFF B F (PN Gase-F) % 446 [ gp350 Bt 47 1
R pE AL AL B S, SR I gp3 50T AR LA 45 6 CR2
(g U AN, £ PR RS o5 (X AT SR AR, R
=FhRAR, Mutl(P158A/Y159A/1160A), Mut2
(W162A/D163A/N164A)FIMut3(D208R/E210R)¥) A
e 5 CR24E A1,

5 HEEH. BRKEEH. BEEHHMH
B A F R 4%

) 2B R AR A% A TS, B T — NSRRI
FEAFM EAER MY, XA EAEHAEEBVEAN 4TS
JE I R T B T g el

5] /2 % A BSRF1/BBRF2 {1 & & W /EEBV [ 4 iy
JARARIR L, BSRF1FR T 5BBRF245 &, i 5VF 2%
FEAME/ERN, ©#gB, gH, gN, BLRF2AI
BGLF3.51428117  iiBBRF2iA 7] 5BGLF2, BLRF2,
BPLF1FIBcLF1(MCP)H H{F FE 118,

BALF L@t T 1a £ ABCL2ZKI[FYEY), © 5%
MELAE R 1 (gH, gP350, gB, BDLF3HIgN). [A]Z& A
(BLRF2, BNRF1, BALF2, BSRF1FIBORF2)F#Z% A< 7%
EEl(BBRFI)*EFL{’F%[SSJM’]15’117].

BGLF3.5/2HSV UL14f{[EJE%), S5HSV UL145
ULS A EAE 254, & 5BSRE LA EAE IS ghah,
BGLF3.5it Sportal & [1BLRF2F1BBRF LH] EL1F I,

6 2 & A BGLF25BBLF1 MIBKRF4 4 H 1
FHELOSI 7 roph e ik i, BGLF25E Ao T~ 40 M A% K 4 g
JR, SBBLF13LIA NP BGLEF24HE 35 25 S i e /R FE A
RRCAREEH), T ABKRF4 5 BGLF2 5 3 5 {7 2 41 i 4%
AR JE X 8 ok, BGLE2EMI R LR, FIRE S
AR e A o),

BNRF15 8] 2% HBKRF4, BBLF1, BLRF2LL
A B¢ 5 BFRF3(SCP)AH H./E F 141151 BNRF 138 [A] il
%o BAH 95 B A A e A% i as ) A R L 5
AR FE M HAE T,

BDLF2 21 E ), BA PSR, S50E
FIBMRF2JE R E &2 ghah, ik 5 BSRF1A
BRLF 1A EL /™,

BALF2FIBMRF 12 75 22 fift B R ZH DN A & il
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B i, FEnT Rei i 5 Hh R 2 A A AR B A
T 50k 1 (BALF2 5 BALF1, BLRF2, BNRF1Al
BGLF3.5; BMRF15BKRF4f1BLRF2)*.
BRLF15BDLF2, BXLF1LA KA 7 %4> BORF 1
AR IS I4I2] 0 BXT F1 5BKRF4, BGLF4, BLRF2,
BRLF1 LK A 7% & ABBRFLAH B AE AT, k4,
BORF2AIBRRF2%) 5 5 BALF 1 FlgNAH FL A i 85114,

6 it

HAl, WZEBVEA LA, ()28 A K& iR
HEAMEH CERBIENT, SAT, 758 A EA/ERH M
2% 1E EANR AR SR R B AL ShRE T IR E 2
RN, FHEEIRNFIVEF.

EBVHIFASE 2 B A Fe I R T 25/ 3R B, %K
FEAR A T IR AR I3 B i B AN 7S SR A, e 32 B R [
76T LR ARMCP i N-lasso &t s A7 AE B8 K 2k, T
SHECEATR LIRS Rk g S0 121260,
EB V%A Fe 1 3k it 05 B4 K portal capffI 5 11, M By
1R B A R A A R WA S R, EBVIZ K 5e e
et ferh, @R Hportal B B 45 ARE . FLRARTR
R G R ME 5 CATCXHR B A% A 58 A 30 6 0 1R T
ER =ANJ7TH, ARUE T HAE B A8 A AN [F) A B
R AR . Bis DURORBOX 1 B A Ay
(IR SE R, WF 7T R B, EBV SRR — Rl i<k /iR 5
B LA 58 R 05 2 Jk DR 20 0 2« A s B R TS A0 R e
EEaR

IRNSRMNTAZAR FE G5 M . 21285 e i 72 ) 1
RECIAIEBVZACTE A 2 . 5 R 4 A 2 1 /N 40 1 1 i
7. A, & 24N R HCMVATHS VI K 20 4028 1/
I TAEIARIE" ) Letermovir(Prevymis™) & —
A CRREIE ST HCM VB R (151 2, Letermovirf 5 14
LHHCMVEZIERERE A9, MFHHCMV A R 4
2, HHCMVEH10 hah, A RTKSHVARFEA
SCP-5MCP [ #H HAF A% 30 12 H — o] 4 285 P A
KSHYV K AR 25 & il 55 1 ISCPEA, NHIKSHVIR
BRI BT B T E BTSSR, bR
ZEBVEAFE M G, oA Fportal I £ 1)
ST, HRTETGIE NG KE Y BHBTEB V& 4y
2 5

SRR R (A2 2 2 — SR R R T
fe, HHFTEBVIEE & A M 45 1R Th RERF 7R,
BeAR, X T EBVSRAREE AR 1 R BU0T 91K 2 f/EHEK 29341
H AT, X AR T HEATEBV 58 58 A4 1 JE I EAS, G
BSRF 1 42 (975 5 ££ HEK 293 41 iy, 7 1) 3 7 15 iy A= 7Y
R EEAALL, (H R FRBSRE 12 K AT Yk /> B9S -840 i - T-4X
WA R AN, EBVIAIZ R A M SRR T HE N
Ihfe, XELE MR AL T E A R-R OB EAER . R
-1 A EAE BRSNS B, R E A
G P28 W8 IR R IR AL A 78 25 50 Beht, JRE—2BHR S
PO E 25 IR

EBVEY e — N2, W R 2 P # 0
FIARE B2 AR, S5 Ge it R (0 55 5 (1 2 TP
PEEBVEE i I EARSERR. 1MW 2 AR E O A S
TE s 2 A 71, BHi—FEBV mRNAYE
T (mRNA-1189), & A 4idgH, gL, gp42Flgp220IPY
FmRNA(NCTO5164094) 1E7E #EAT I AR 5.

HHATEBV gBl & B4 % i A4S BIfEHT, X T LAl
EERANRER P, IRIEMERS, HIVAIRSVE%E
WITREKAEY, RlE AT R — A 5 SR I g% i
PR A S AP A g L B, E LR
SE A B I RLA AR B SR AR SRR L HE BN i
(HIV-1 Env(SOSIP)FIRSV F(DS-Cavl)!*>134, 5] A #
HRHIV-1 Env)!"™l 5] NBiKFRIEGE MRSV pre-Fff)
FesE )24 BOVRT 51N i U B2 (R4 5€ MERS AISARS-CoV
2 SEAMARTZ)Y BRI NgAE4N, RSV Fil
i 5 AR (5C4, D25FIAM22)3: I S B El A Bl
sER R E Y i, HCMVAIHSV-1 gBFfib& Bl i)
GO GrunewaldF B N Fa EHS V-1 ¢B
R A ATA S, 45 MBI HS 165K 55 5748 M i = R .
Yang FI B\ HCMVY  gB4: K il & i 44 % ik
SM5-1(HE ] gB I FPTik). WAY-174865(HCM Vi
A ) 750 0GR R BR B I ) I — R A Bk AR . AR
FHCMV  gBAK G AT R TE T 8 Rk G i
MRIHCMYV  gBJfl 7M1 (gB-C7), JfLAgB-C7T A
T IR g% TN, SR, SRk S SgBAH L, JEAR
I A T R ) g o Y,

ZE LRI, SR E I SO AR, ¥
TEBV T 55 14328 15 K /N 7740 bl 751 S5 B0 25 T B O
R B T R S 1) B A,
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Epstein-Barr virus (EBV), a human vy herpes virus, is a widely spread worldwide. EBV infection is closely related to the occurrence
and development of infectious mononucleosis, various tumors, autoimmune diseases and Long COVID. EBV causes a serious disease
burden, but there is currently no effective vaccines or specific antiviral drugs on the market. EBV belongs to the double stranded DNA
virus and has a typical three-layer structure of envelope interlayer nucleocapsid of herpes virus. In recent years, with the advancement
of structural biology technology, the spatial structures of EBV envelope glycoproteins, interlayer proteins, and nucleocapsid proteins
have been elucidated, and the interaction networks between proteins and the interactions between capsid protein subunits have also
been demonstrated. This will provide guidance for the rational design of EBV vaccines, antibodies, and small molecule inhibitors. In
addition, structural analysis of EBV-encoded proteins will aid to understand the interaction between the virus and the host, and further
explore the function of viral proteins. This review article summarizes the structure of EBV, virus assembly and release processes, the
structures and functions of EBV envelope glycoproteins, interlayer proteins, and nucleocapsid proteins that have been reported so far,
as well as the interaction networks between these three types of proteins. These findings will pave the way for the rational design of
vaccines and therapeutics on the basis of EBV structures against EBV infection and associated diseases.
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