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#%ZE EBJF % (Epstein-Barr virus, EBV)Z —fi 23k & AP LR R L HA A BEH N —RyalmE. —RENTE
R, BHERLIEERA, EREE ST ERFEMEX. T HEBVR L NRATRFHMEN T I figry
EBVIHEAKREAREE. AXHEBVHERRE & R EKAEHRTER, CFRLRE. BARSFHABEH L
1%, #—F 0P HMEBVR LM FE R £ E K, Wb, AXEXNEBVAE X KFWIRATRFHAERATHE, BF
BRUEZERELIE. 2 AUEENE. RAMLHBE, UWREEMEWKEE., 28E. BES, FAEA
HLAF REAARREEARAEREBE P ABER. ETEBVILEY . WEERIFEMEFEFIY, HFiTix
WA ERFO PN EEZEA. AXEEANRNEBEBVAE X KRR E . Zm L E oI55 5 # d 4 F 5
BN TRAT A F IR TE

X#EiR  EBVR R, EBVAE X &M, AT ¥

EBJ% & (Epstein-Barr virus, EBV){E A AZEH M
RILBUR IR TE, fERBRTEE N2 &5, X N R
FEAEEKSEE. B 19644 R I LLK, B KA A4k UE
SEZ PP S EBYR EE IR YL A V) OCHK, LR et AL
AHMOHY 20 . H B G e A R . R
EB VIR AL A BRI i A2 7E, (HEBVAH I K A7
TR 2= 5. i, 5% (nasopharyngeal carcinoma,
NPC){EH EAErgHIX Sk, | ARM Pifsch &, 1
7 e Athth DX WU 28 L. IR, Bl A a8 A% 2% 0 fa g2 2
U AT R R, BRI 22 (B 5 0 DG i AL A

FHEBVEBYLAH SR Z MR R, IR I AAT]
TRARO ) 2 et T AR R A, B
FHEDHEHARRERE, FETEBVHUARKEFIIm 3 it
BEBV DNAEMHIFIELE) 23T, — L3 ihs
E4, WBNLF2bHUA, BN A2 EBVAH G K £E
VAR EY). RN T AR X I EBVIE G AT 2%
REAE T T 11 5 B PR R TR AR YT g B oG B 2,
— 5 F IR RS W bR A0 FE AR T
EBVAH S M RIS W R AR T AR S0 E L, A
B ERGIRITEBV K A BRI Bl YA S50 A T
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FRTFUREE, 730 MEBVIE G 2 S R GLRFIE . EBVI
G AR RIBIR AT IR AR AL XM R 3K . EBVAR R
P G DAL - S 2 Wi AN s 28 o F S 2507 T BEAT 1
. EN A T AREBY K& HA IR AT A AR E,
NPT AR T EBV A PR A 5 RN B R At A
I PRAK .

1 EBV B ARG S S SRR

EBV & 55 — ™ [5 B S W 5T M1 (International
Agency for Research on Cancer, IARC)%I°4 1 288U
NI R, B e AR by R A R R
(Burkitt lymphoma, BL)Hh# &k B> 4xBRkis B P,
EBV/E& LR H Hi, s R GLAAEIS% LA b I # ik g
R A A RGN b, AN [R] 1 SOMT i X [R] )L P R
PRAFEES . FH6~198 )L #E K DR RGRL) N
50%~69%, A NG5 M ik 89% !, ARELT v
2K, 32T LB G R R T50%, 8~9%4 iR B
FE90%, MK IE95.4% 8. FLIHEBV R A Bk
FREFRHERBONE L, WMAMESR . FKEME.
FKBEL T I A B A R P 00,

EB Vil # & Me VR AL 3%, tnr DU Al
L S I R %% B R RN (0 A AR VA R 10 R
AGEEBV Al B 7L 8T8 0 W ik G ) A 2R
JLUTIEL EB VIS I 75 F R P AT 43 = FOR [FR A
RS R RRR S I — AR R E
JRR S GL B T2 B ORI b B 5 B AR S, B
FEAEREBV A # i Waldeyer A i AR ELZH ST, S i
BN Hnaive BAHM, TR R A 208 B A 1R
WA, KEIEBVEG:Hnaive B BNK AL L2 T
ARG, NI FRILE 53975 52 E Hnaive B4
JiE N A2 & ot (germinal center, GC), JE iR T 7Y
JBRYLRAELOH IEGCHML IS, 2B /1L
R R ZBAN B AN K 40, EBVL-F- AN 1A 5 B L A
(RO FF AR FF 2L B K. EBVIE YL 2 12 B4
JRLPE A1 J I A PR R, 5 8 534 IR S At L N 1 TR
R TR, Sk ARG B R A 2 ) IR
W BT 6 . K2 BEBVIE 40 BB 4t 15 £ IINK
YA e TAHMR ) F 5 R, AT IEEB V- S BAIAE &
F R A AR, ML G 40 xR EBV (41 i
THERAE UGS, TEALE VRIS AL R R R T,

EBV A KA 5 O i, a5 AT IS b B 4
f. NKZHL. TR, ~FHEULE. e SR iR
HE R, S B G s AP,

2 BBV X BRI 540 R
FASE

Pt THEB VIR LB T BOR L 20 77 118 1 e 1
KA, b FTERIER1.8%%7, [HIEBVER b 5 £
Folt B P 55 A0 B S 5 0 2 DIAR G, A% et i %
Y1 48 % JiE (infectious mononucleosis, IM)**, % % 4
fifi AL (multiple  sclerosis, MS)2F1 £ 48t 21 BEAR I
(systemic lupus erythematosus, SLE)P*3!,

12 ) LESHEBV I 5 G 2 TR, ARG F] K
WE R EA. R EF LERFEPRE
EBV R R &GS, 5 I AE Get FAZ 40 Bl 3 22 i (in-
fectious mononucleosis, IM)fJELBIRHE EF, B
PEA R IGIREEGAE, RIFRGE. WH 2 Ak 45
JHROR B« =TRAE™,  FREAT A1 A M vk E2 41 B 4 22 7 o
R E G B, IMAEAS (7] X (1 78y R 4 1 22 S B
K. AEPETTEZR, A XIMAIHE L 45/10 /31, 17
R R FE I 5 1320~370/10 7345134, £ [H18~224
KEEEBV IR R B 5 A 74% P T RIMPY; IMAE & J
HH ] SRR TR BN TRAT R S TR R B, o R
JLEE FIIMUA i AR 5, IMURIm AN B ) LB o5 BT
Bt JLER0.42%, Hrba~64 1)) LE LR m, B
LA A 1.48: 100 IMUR SR ML G oA e A B, H A
HEINHCD8" THHMIXTEBV [ 5 ) M2 T BUM stk
SR ) SR AT

%2 R MR ACRE A2 X PP 2 R G LI P 9RE
IR ZEIRAT PEZR, AERKZ4280/7(35.9/100000)E
&, WHERRRA N B2 KR b E XSRS
BeHIMS B S IAERE NP H AN, %W SEBV
RGN B 5 P R ELA K, EBVIRGYREMS KR 1)
WEGRAE. BT 2 AN KRB 0 I AT i I
IESE, JKYCEBVE & A MSHI R 324510, %F
MSHIE T BCR 2 A 1 7T R B, G EBVIH)
MS & A P A7 /E R E R EBNAT AA386-405
RO HIPUE, XEehiiAn] 45 G B MR AL 4 40
JHI ) e e 2R R RS D RG B 43 1 (immunoglobulin-like
cell adhesion molecule, GlialCAM), EL #2245 {75 1 25 41 i,
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FRMS. BLAh, FEMS 83 BN A R I 2 EBV A
B FR A A [N AR 40 B &5 14 Tibk B2 40 Bl (cytotoxic T lym-
phocytes, CTL), CTLH#E ™ A #4055, WITFN-yA]
JNEEMSIRE IR,

RGN BRI — Rl H G e b, BE2
N RN A AN BRA 4 SR N SLE R R K
£°830~150/100000, £F K&K R AE2.2~23.1/100000,
SLE ¥ 4 A Ay 2 — Rtk J el L850 i, (APt
BT T ANEIRE, KIKE KSLEEH HISEAF RN
50%FE R A 95%0). 2 TR I G 7T &, SLEE#H
MEBVHLA /K FRIEBY DNA# B 5 T e A 750,
I H.SLERI I A AR A T2 5 EBV AL AR R YA 51,
#/REBVZ 5SLEM AR, EBVIRGL AT e S IE
FE PR RS AIBA M A, RIS AR R T
SmBPY, SmDPY. SSAPH. HMAC1 K AU
DNAPST | Bk, Xk SEBVARILEBNAL
B AAFES T (molecular mimicry), $#2/REBV/EHL
Jei vl R R 1 B R OB 5] & SLEPS),

EB VB L AH 5% 47 JE 485 70k B8 (BL) S E &5 &bk 2
J8(Hodgkin lymphoma, HL)J H#f C.ANEBVEURALEE
BONWRARIR . 20184E, 4ERZ17H 66001135 & BL
I S EBVARE, (548 11155%. 5%t I
17X B & AT PEBL EBV A 1 % 514 81%~100%:
PAT VEBLIE R A 78 JE PN RN K B0 o B 5K i L
th, fE148 LUR JLEE B RIR R L1 83~6/1073 15110062,
S TR H R Y 1 B B i R TLR-9 A 5 i
it A MY CHE IR 5 o7 28 S8 BR R U i SE TR P, 2E
R N FIBAR I TEEB VIR G J5 K R IEMYCEE K 9
i c-myc 2t [, JE i HEHTIE T ik BL, Tk
RAMEBLH, EBVIFIELL A H10%~20%. BLHEBVZ K
R T IR GUIRES.

HL & 55— F 5 EB VI Je A 3¢ 11 B 41 i itk 2587,
20204F, 4545 78800~87600% HLHT & % 51 Fn
20100~27000 B HLAET 955 51164, HRA I3 i 0 o ]
HL 73 A PUFPH 23220 A, B 257556 4k 28 (nodular scleros-
ing, ns-cHL). VE&4HMI45H9 Y (mixed cellularity, mc-
cHL). 35 WIS & k41 g 28 (rarer lymphocyte rich,
Ir-cHL) ATk B2 40 fifg #6221 (lymphocyte-depleted, 1d-
cHL) L RRHLR MR, EBVEYRAR. H
H, me-cHL I /8 H i R EBVICHRTE,  80%~90% ] i
JRANME ZEBVRH Y. ANEHLIX B HEBV IR
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WAE, JEP74%, BT FEMN60%, T A56%, KK
MAN36%, JLIEIN32%, KM A29%) EBVIEYL
51 I TM K A7 1E B 9 R Ge 5% 2 38 INHL 1) R 973 IR
BT B LE AR R b0 b TR B RIS m LR SR A
BCRA G IE MIE A T A7, HTEBVIERYLB
Y1 kD = R SR AT S IBCR,  EBVHITER B2 ALMP
JLMP2A ] B4R A FIBCRV DB, BUIEBCR
N A PR T, (EHFHLAE ) HL S
EBVI@H AT R 1T #, 7 DARIA#E R HEBNAL,
LMP1, LMP2A/B, EBERs . BART microRNA[®*,

EB VB b 5 (1) b B M e B0 45 B0 . B
(gastric carcinoma, GC) A&tk 2 |- 5z S8 % i (Ilymphoe-
pithelioma-like carcinoma of the lung, LELC of the
lung). EBV b VMY B AV 2 RS 5, #ilin
AR KB R TR, i B R IR A Ak T
AR T BN BURGL, Jf HORB s BRAS. 15 R &
EBVZE P &2 5 FE IR AIRAS, TR 41 B £ CDKIN2A/
PI3KRAU IR MO 28 AE . TG A4y, (R0 S e i
B A o N A 20T X BB AR AR OR, EBVAT B
B e B AR R AR I A, e o] AR Uk ) Ak 4 g
FAF e G P AR . (HEBV 51X 88 b R 4 g
Z A B8 ERLRAT W S REE A BT ARl %8, EBVE &L
WE g8 11 5% 2R FL AT B 2 g s R AR R A TERT R X,
EBVE G A e Sl R AE M BB R R, JLFAE
100% ¥ Jieg 2 2 b v A I B EB VI, TEBVAH K )
S i R it A 2L 2% AL 5 R P v SR B R . L
K, EBV-5 S KAz 2 (8] R IR 24 E HE L2 IR15 48
FRo3 RIS T AT 3 IR S . 2 AN S R X
BT NHE AT BE 1 A S 78 Sk, EBVAE S MRJE K
R HT3~STEEBVAL TR BRI Z HIPIRES, RINEBVIK
R E A IgAZE(IVCA-IgA, EA-IgA, Dnase)bifk
BB, KR XK (hazard ratio, HR)IMIA1045 A
F, FEHERFE- NIRRT T AR
EBVAH G B i S e 1 R S S 47993 2 0T 78 DU A 6 e
Z, AT IRAEB VI Y 5k 2 - R g 1] f 99 R 9L
ITIRFRAR.

20204, i 1T 4 ERAE 124700~142500151] S0 57 57 A
Wi 12 72800~878004 FET 5 517> & WAy L A A
P 77 AN, R HLIX 32 B p 7E v E AR L IX,
HIRB 205 2 ERII50%, 551 R 00 28 08 2 1 K 2 £ DA
L B B A4 41(World  Health Organization,
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WHO ) SR 43 20 3 B 228 R ——ff b Bk
ARG e A EE A A BIR 0 M. &R X (R
[X) 56 0 B3R T DR 7340 Y A i A0 IR 400 P g O
F, ZRAF S EB VB A PIAH ST, i 44k
{10 #7 A B SRER 20 R AN 7 4 3R 911 1120%,  7E imy K X
2 ISP —fA Sy, SRR R AR S i A
EBVHIASI AR L HAF M T8 K, EBVEGSE &
FHEFUREZR. SRR ) M B AR AE (L EEBV
SRR, AFSEBNAL, EBER2, Rta, LMP1#I
BALF2 ) J PR AR S 4 K I 5 50 W et 1K) O DAL 56 A
SR EBVAE SR T R BB R T ALY, CRRsl
Fh T ALK, JFRIALMPL, LMP2A/B,
EBNA1HIMicroRNAJ &7 AR I8 H. 1M1 HL, i ee £ 2
PABAIR PR InAA ) T SCARAE T IR A v, AR D 7E 7k
Eaif . TERTA MR 4l EB VIS v B e B A7 AE, 12
ZNEBV7E 8 A% 1) 5 1S 3] ¢ g 1

EBVAH X B Ji# (Epstein-Barr virus-associated gastric
cancer, EBVaGQC) /&5 AT #i & B & HI18%~10%, B4
7500045115, EBVaGCHF &+ B ML s X Ik, 1045t
1 BHIRME K, HIOEAAHTME R (lym-
phoepithelioma-like carcinoma, LELC)ZY A1 £ 4 i
;I 80%HILELCHY B HLEBY, 1A H4115%
(1 H ALY iR SR EB VIS EBVAE IR s o i
T 8N B G, JFRA R FILMP1, LMP2A/B,
EBNA1"Y EBVaGCit B A7 DNA =i H S AL I 25,
FEREBV 12 CpG H AL 78 Ji A2 1 2 v k4% B 24
186871,

ik B2 b 5 988 ¥ 95 (pulmonary lymphoepithelioma-
like carcinoma, PLELC){E A 3E/N i (non-small cell
lung cancer, NSCLC)WE Y, SEBVIEYLAH G, LR
MERI AR A R B AR, KT 5
WA 5 B AEY. H TS XTEB VAR SC M LELCA! il
FEAN[F) ML X R AT 28, TGk =2 4 THTFRDIALAT I 2 PPAl
Aid, LELCZ i £ Hh [ 4 g 3t [X T EB VI e A5
i, HIHARGH I RASRFAE S EBVEGAH G IINPC B A
FAABLPERL,

3 RMEBVERG R HATI A R
3.1 FHEREE
BBV S . i ER J% 2 SR PE A 5 5 5

G VR LA R R P2, At IR 5 S EBV
T HH S AR 85 7 6 IR 6T EB VAR I B i — e T
HAEBREE L. hESEHE RO FHB0U0 4
TS0 b X R 22 TR TR S AT R I, R 2 R
EBVEUE M E BN K, 412 SLI0 IR & L
YIRE W (2 BBV & ] I 48 50 24 fif 1 56 IR 1) 3R 0k K
SO i ARG A 2N AT SRR, W X S5 A
R RS IR M £190% 2 BT EBV VCA-TgA LA A
S, BRI A2 B G BBV 4G 0 S W 1Y) R
PIREGI Beah, O gadit e i AR &
JF L BHYEIRET . AR S, RAEFESEOR . R
I3 R I, DA R 48 Ry 5 SRR TR X 48 BBV 24
AR DR P T il e 1100101031061 — sk gy g 1 2 fif
DR 7 205 U BH 7 A2 70 1] S PTG . p38 . ERK
WA R MERC S S, BIREBVHE N R
KA, Wb ele . C S EE-12-+ D ke RS- 13- L BR g
(TPA). T HREN K TGE-pU 11 ks BEAE A3k 2 A
[ F I H N2 2 i e, DRk
ANFNBER A2 7R, FirHh T AFEBVEGE I 2 Bt
FsZmpL, NEBVAH ISR I — 2 TR $L (ks /5 2
WA

32 @fEHR

AL R R AETE T XTEB VIS 1 5 R LA K AH P57
R A R R EEAE . BBV S, T £ R
23T A 2 1 0 2 A 1) R R R A I ) SR B A T AR
MM, MR AL T 5A] BERC I X EB VIR GL I 5 I,
DALY 5 R & O R GBI K P BEIE. EBVIRGY)S,
16 FERIERG R E— RINVE IR RPN E, FIEA
D G 5 TR YR e B 2 D S 2 S VAL T 40 A AN
IR0 A L (N 20 6 ) 55 2007 4 75 o R L i, 17 A
YOG 3 WU e o 7 A ARk ORI B RURL R 00 1 75 25 52
il X N FEVER], i RN Aotz
EBVIRGY 5 1 Fe e [ B, F 7 L AH B K Je.

ANEA AP (human leukocyte antigen, HLA)
TR R RGN EE B A, ol B
YU BRI TAH L AT Gy B ma ML R 1
HLAKE R AT BERCMHLA 7 1 AR 45 & 4 S PR AR
A, AT A TR ) S . —LE HLAKE PR AL A
i A RO R BEBVHUR v B, WUSEBVE: A VETAH
MR,  MNTI A Bl 5 ) B A2 ) A0S B Rk G 4
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P31 R S HL A (R 70 5 4 v O EB V35 B 55
BERRGLAH O, G0 T AR R FE NEBV AR SGIK (1)
K.

Z U5 R IR, HLABL 5 AT 5200 1 K EB VAR K
P MEBVHURRALIERE, FEEBVAHICH R Hh & 14 5 2
TER. 20134E— T 45136744 35 [E N [ 4 36 R 41 < Bk
fiff 9t (genome-wide association study, GWAS)K I,
HLA 11252 RIDRBIFIDQBI /2 5 1fl 3 EBNA1/1gG
PO ) H B AL ) R AL, S, XLemifg
5y AL 1 [R5 22 PR EB VAR S0 F RS s,
FEEMERE . EAEMNRER . REMORIIVE. 2 kM
T Ak 0L S A B T R AR B (1 5 [ AR R AR
JE(UK  Biobank) N #£F172: [ 5 2 BA 51 A B 1) GWASTHHT
TP A BRI R I, HE— P E SEHLA X 3815 4548
5 5VCA/IgG, EBNA1/IgG, ZEBRA/IgG%% FEBV
PriksKOP B AT S e T g R R, HLARE
RITETE FEXTHUEBV S S B k%0 AR F . A, 2T
Twins UK X i BAZ1 (A FEA4E 5 42 23 AT 1 32 X EBJ
BEPUIA G 88 I S R IB A REAE 7 T HUAS B Rt Jgg . 9
AT FH VR A A G 0% TUE DI P (phage - immunoprecipi-
tation sequencing, PhIP-Seq) A\ 275 B 2H A4 I H7 A
(VirScan), X494 XUHAG NBEREAT AT 4. 7290 K&
P T 2 R 3 AR 98 o, EBV R HY iR 22 & PRIk, 3
— B IIGWAS I #T 7R, HLA-DRA, HLA-DRBI“HLA
TSR N T EB VLA I R AL £ K B EH, M
HLA-A, HLA-BZEHLA 1285:R W) .35 2 4 M EBV
?%[119].

ERERERRE, 16 FEh2R SEBVIRGL ] GEfr
FERZRAZ HAEH, H14n20154E 1) — Himeta /> #7 & 31,
HLA-DRBI*15015 47 52K S EB VYL xf 2 K AL
A7 75 2 25 1A U R AR I 9 58 FAE U0, S a8 o [ 4
T i DX AT PR A R IR T 2 AR DR 3R (S HLA X
ik A% 5 AL ) SEBV VCA-IgA i 1&/EBVIF 2 54 5
TE SR 2 A rp R A 52 A 22 S e B 1
TEHE g AL S EBVHI SRR i f rp, 8
81 X HRIEAR R E R R, ARRIIHE T
Jo7 B 4= T b ] B 3845 SEBVIER G 2 IR 4R &R, LA
JCATEARFR NP R E SR, XA BT 4w
fif A 8 A% R R AEEBVAH B H I AE LA, A
P AR IR T R TR S W 1) o) e Bk T D R E ) R
A

2228

4 EBVHIR P I 79 4 R R
41 HEEEE

EBVTEZ Rl 1) & 4 R e 5 B A, (HBR
EBVIEEAER AL, HEEH R S v R 35
EEER. WFIURY, TR, KR SRR A g
SN R HEBVIR G K HAH I S UIAE L. o
RFMCIRIE N R, WRAE, SEBVZIA W] e {EAH H.
TER, JLEHESERR R A, R, A EBVAH
PRI R EE R AT 4508, PRI I 2 R 25 e 2L )
S EBV AH ICH M I K A2

4.1.1 WA

ORI BB 2, 5 S FREBVHI kI
R R A B, fEREERHIX . 2 % R
T X [T BA S R IR B S I, R
Fy 2 SR B AR 2602524 Meta BT 5 S, TR
2 EB BV 1 SRS 0 160, FLUR IR 15 580486 1)
S A AR I R . AR A A B EB VI
VR T BRI 2, A (EHEBY A 54 R S
BURIIBEIR S35, b R0 0 8 £ 2 SR
BEAN, WS % AR R LR e, LR R
25 4R RO SR 2 4 R 200 3 00004 4
BRAR A R, A SR BRI R A
BET R4 5 A BRI 2 5% AR 0T, E e %
BRSSO, 05 S L T p 53
A, 35— L T Al AR 0k L 5 e o
5 R

RIEEIRISN, TIIE S 2 Fh 1 5 Sl MR AR .
2 RIS 0 4 FE LA 9 2 ST 20
TR, R T EE ARG PELT BRI S H B SRR A
R B TR, TR T TE S, TR % R
PRS2 7% 05 R AT LA R0, WA
MST™ LRI 2 8 TR Y, LAkt &
I B g 2k R AMS T HEFE, T AT 9 T
SERRHERIY. IREER PR [ 2 AT A AL
R AT RS S R 2 T B 5 LR
A G P AT S B, (R HESLE BMSHI R A%

4.1.2 REIWHR

(B e R X AR R X, R AR ST B
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N e S5 MR8 ) fe 6 BT 3R 451 2, B0 P R R R ) 55
5 SRR 1 R A DDA OGSO R R, A R
FHARE AR AR, SR A AR 2 . it
Ab, T ) B i ) BN AR B M e A A XU 4 A
K 2z, £ P RS2 AR Ry 2 55 R e
R R R T, 0 TR, ARRIIR R R S A
FEA TSR, BRINREAE 58 77 % R A HTWE YRR 78 (The
European Prospective Investigation into Cancer and
Nutrition, EPIC)A A& I = 7K 195\ -5 9k ELJRTAH O,
ity S PRV RIE T U3 s o P I I PR O B3N W E A AR E
bk IR DR A R RS, I e B A T Y
ISR VR EEL T8 £ s IR A 3% [ BN i & rh 7
JRITHTIEYERT FUhEaN,  ANULRIIE D7 R K e =06 107 R 1)
TENTTRER R G MELLBEARIE I A TR R U, R i sy
WERERERH—EHRTVER, EMHRIERETEN
B, BRI ER . SLEMIMSS: 5 & %
PRI 0 SR BE 5 E ik — D IR IE.

413 KREBE

PR B R O 2 T A bk R OR3P R 2R,
FERAE MR . SR BN 3 B SRR IR 1)
STUR B BAFN KA 43 T R B, 43 S8 14T 7.5~ 154 4 &
/N (MET-hours) 4 B # A 2 NHLE R 57 K 2., AT R
B LM R R B 11%~18% 41 BRI, ok A e 0 L A 24
UK IR SR B BRI A I LB A TR, £ L
f#EE P %1|(Nurses’ Health Study, NHS)AF 77 UK, {&#
FRAEETT (B S T R R E B AEBHEE R )
5 SLEMMR AR AR, &Rk #A A SLE T fE A
A IRIEH].

4.1.4 I RERS

S HNLER ST (UV radiation) X EBVAH S5 R 521
SEUAFRIER. RIMERTES 2 K VEREAIE 1 A0
SR AR AR S L T i S R (i LR 4 A R D3 KT
Tt e U SR, SR AMRER S MR 2 n &
RGVELLBRIE B E IR, A XS SLE A KU
) EL A e AN B AR UL — 0 {51 ke B T R B, R
b T 4 A 25 e RS - # B Mu B [ L g
(glutathione-S-transferase Mu, GSTMI1)JCRUZEEH (14
TR R SLEM RS 1 m3 £ 40 AR AR R T g5
HECSLERRS [ $ R, (H SR AR IR St Ak Py 48 42 D3

TR LB A, BRI ARG G B & B 4R E 3R
DAf RE 2 BRARSLE I RS, 38 B 1) 48 A2k 5 385 7 o,
WHOG, 7T ReRAEE & €k 28 (non-Hodgkin  lym-
phoma, NHL)A I XU 1K30%~40%, HLEEH B 5K
SR 0, X — B 55 R KB AR AT T e 4,

4.1.5 HMbRHEE

B RIS R R A, EH L HANE R T REE
EBVAHRFR R A I, Flan, AERESMSRIA T %
i P AR 5 DN N R/ I E Y S R e IREE )
U ] i & SLERINPC (1) f 6 R 31 1154, B o 245 ko
B3 U AT i v SLE ATk EELIRA F) 2 9 XU 1131561,

42 EBVEfETH

EBV B A A BRI et i, (H 3 85 0 A7 AR 5
Mk oy A () 22 U710 R B2 52 EBV 43
T HEBNA2MEBNA3A/B/CIER () 2 1R 2y, T
e AURARAL. VHEBR RAE tH AR 2 B0 X AT,
2N AR AR A L X AT, kAh, T LMPIFI
EBNA %35 K 22 260 th a5 EB VAT WAL (1 81 43, {H
H 1138 T 4 B0 85 5 41 B30 23 BT I R ke B S5 B
R RIRE 2 1 N B B35 ORI, —Ah, T8
FAE IR AR I FE A, TR g
SRR R RO AR, E R E TR A — SR 7T
FE7NFREE EB VL AR S MR 1R R AR B 25 ORIE,
ST BRLFIA 8T8 5 IV 1 B AE o [E B IR e v R X
(AT R 3 e T HAR R [X.(52.4% vs. 18.2%), H 5 %
EBV DNA £ I HUFH JS(OR=1.64, 95% CI:1.21~2.24),
M AN A B R XA B, SR X VY B
A HESREBVIEGE /1™, BRI A BE S S i
Iy AR, TR E R X T () — T3 TEBV 4
BRI B IF 70 B A % B o BT 21 54 B R s % A
EBVAHJCREAE B (R 2 2 MRS I 3 REAS PR )
R, RIL TR BEBALF23E R AN 98748 |5 £
WA 3 oo IR S5 25 AF 95(162476 T>C, OR=8.69, 95% CI:
5.79~13.03; 163364C>T, OR=6.14, 95% CI:
4.59~8.22)%4 FIREBV IV AL A r [ 4 g 1 [X 6 £ 1A g
() N B VA R A K i N 83%(PARF=82.8%, 95%
CI=75.6%~90.0%)"*4, 35 HABEBVH 5 8 i 4 9%
RT3 SRR 5 — T g A A A Bk Bl 6284
EBVA: K4 4 K792 AR T 41, K224 %
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B R AT M b, R IR E SR R
[ E EAMEBVEE R A R R E(BALF2 V317M,
BNRF1 G696R, V1222IMIRPMS1 D51E)!"“An4E s J5
UG B A LU, 57 (R I 4 A8 S R0 B T AR
SR RS I N3 145, Bhah, R E i s L T
S TR S5 95 181 0} HEF FE AL 2 — NN 661N EB VS 57 (1)
SR e RS VP A AR, A A [X 43 S A s A g
BT T RBL KA1 % a0 fe UL B e R,
5 5E BB VA 7 A RE AN B RIE 1 R AR AP AR5 5Bk, (B
o FHLHEA fEit— bR R,

43 BERER

HLAZE R EBVAHRII 1F il 3 a8 A% b Ik ik
[l LI 4 22 TIIRLA T 993 20T 98 S S IRAIE, A2 AIE B
FLAEM RIR R E R BRI EBEEH. HLAXIRT 5
ORI 5 702 A S Ik BB RN 22 P AR 2 7 S itk BT 1)
TR R R IE Y, AAREB VI YA L E AT Atk 2
U1 A AR R AR RAG T Sk
JR(NK/T-cell lymphoma, NKTCL)!"*!731%%  Hoepr fi7
HLA IR R RIS iRkiE i %, B0, 2PN
1s2040406 FT AR ISR B K HLA-DQA1*%04:01 VL J2 %
BB 25 A M AR S B IR AR 7 53Q S5 BLIK A s AU 14
S EM %, AT HLA-DRBIFER B JF 45 & 1 48P7H)
RAILFR AR F4TY-6TL 5NKTCL ) % 95 R 18 0 (2 25 A8
K. WIRHLAS ¥ Re B 2 59 8 KR RIE Bt
JRIK RIS, SE5EMRAORERRE. SRR 2RI,
MRHLAX IR Z 0L, HLASSA R a5 %
Tl b EEL R ) 075 BRI S 3 AR L7170 AR 1 T
REMIMRAR S, HLAMIZ A MER A R T 15 8 ) i
(14095 JEE A K e e i

S EBVIEYLAH S R ARAL, S5 8 A% 5 Jk
55 AP EHLAXE, UFELMHLA BRI (HLA-
A, -B, -C)FMHLA 11283 R (HLA-DQBI, -DRBI,
-DPBI)"TM g A AL FE T DL R HLAF
FEwF sl O R B i% X 3 A HLA £ [H GABBRI,
HCGY, TRIMFEER i, MICHE R %, 14N, HLA %
JFERAEBV 2 KA 5 i 5 it — P 487" HLA S EBV
MHEAER R, RINHEN S GRS R B HLA-402/
RN 6 B EBV i G RAS(WBNRF1 V12220 $T
JRRKSE G e 1 B4 AR, PERHLAZ R RS 2 4
PRI s MAEBIR B VLR KIS A Re )1, S5 B
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SR A R,

HLAZER Z M0 5 2 RAERE . RFEMELL B
W5 2 FREBVAH JC J 2 50 K. MSHE—Fh A & i
P, FLRFIE A& HPAX AR 22 2R G0 HH (1) 98 RE Aot A .
KEWFTERY, HLAFER 2 51 EMS 2 I8 ) £ 2 ]
K2 —. HLA-DRBIF:KIDRBI*15:01, DRBI*03:01%%
37 35 PR 55 MIS 1R R 978 AT 184 o 2 A 1171890,

SLE&—F2 1 B & e thim, HAHMERZ &
Gues B IEFNRE . B R R ATE I R ik
FHEEMEN, HPHLA IR IRIES &R Z, Bl
DQAI, DQOBI, DRBI%55SLER) AR XK &2 AH
SUI0-I931 i3 e p, A TR R T A 3 3o S ) 1 5 e
LR B 52 M 2L 2 5 MS,  SLEZE5 1) &9

gi b, IR EERIE ST L B A T R EE AR S T HLA
W EBV IR G 1) J 2 DL K A 26 2 903 1) 5 4 1 K = 28
R, A EMEHERTEBVAHICE T S B ATL I (1) 58 RN B A
TEEEN S, B H TN T HLASEBVAH IR A
I MBS AH S ME I e H 236 2, (BN TRII Fe ik 45 SR ]
REZRIREARIIRE, AP ER . BFRRITFESRER
(ISR . DR, 5 B — B AR, %2t (ORI 73R
UFIX LRI, FFRANIR FUHLABHE 5 & SEBVAH K
PRI R 2R

BRHLAFERI B4, HoAth G s A0 AT S AR et
EBV/EGLAH 0 (1) AT S B DI AH 6. X 87 A
55 40 D] 35 R R G e A T B TR 4. AR R T
G RN R AR HEAE, A MAXTEB VIR 4y
MIHEPLRE S LB SR M R J& . BEAERE AR, —
L 4 ff AT - 5 TR P70 S 5 7 8 S PR 1 5 D) AH
I A M K] 24 i 1) A48 R 7 TR T AOE IROBE S AL
55 R B N T PR S T TR R E . Rk
11 it R 35 PR ) 78 S AT e R i S X EB VR
LI ARG bR AR J1, AN S AH SS B I R . 4
U1, 1L-10, TNF-o/RIIFN-yZ5 2 Jfd PR - 225 (R 1 B P R
% Z5VE (single nucleotide polymorphism, SNP) &\ 4 & il
S EBVAIFSBIR K 2 B AR D202 A, CTLA-4,
PD-1FIPD-L 155 %5t 25 md JE R A8 e Ol L
EBVAH IR 1 95 UG AR G203 20T) G 2 1 45 3 [A]
GRtD (B R AE e A R & A Th g s
R 2 B A P08, T e DR (AR S T B R S R 4T
FRL D RE R, 128 17 M N EB VB GR (1) ) . 47



R RAL AL S AL TR A T S S N AT
XTEBVIEGLNHRGTRE /75 T A 45 AR . IR
FUIXEENT )L DI REAN LML, A B+ S 4y B A
KTEBV I G 1 5 82 LR AH R0 5 i

Zi b, EBVIEG S AN IR 2 3 2 Fh A R 152
i, HG b E R PR IR S A A R 3R 4. FRERIRI R, 1A
W B SRR, BOAON SEBVIIEGE KAHRIR
MR R RV, BAERER, JCHZEHLAM R
DN, FE7E EXTEB VI AL 88 S5 N ATAR S ) R Je
PR R, AN, A REE R AR S T
RE S fid X EB VG (¥ 1K 7T BE 71 RV S50 [ %
J. R, BB PR AU B L P R R 1]
WA EAE L, BATR: REYE IR AW ER AN S XS EB VAT
RIIR. RAHBNMRTIT . 2R A ks HE
(R SERE, TR A HIEBVAH OG5 52 it 5 A 201
FB

5 EBVIMLEHRITWF
5.1 MYSEBVHUAFEEBVHI IR GY B P0G B i
TATIR 2 RHE
TEEBVERLLI 5 I By, L3 ks o Ao v e B0
HANFEIIESARAL,  LrE 32 )% R G0 85 110 R 2
R, BRI, TgM, TeGRIgABTIARE B Y] A
U 5 AR BN 1) £ 26 0 R R R O . TgML i S 7E
U ) LS B A M, 3 ) U e U 1 A
I LT 3 R G IR BRIV I Y 2
B E T BELAL 05 2597 ORI S B 1 = 02 R LI
Ri. BEE QRSN [ IR, TgMELA KPR T
[EL02100 ToGRITg AT HASE  7E YIRS 5 th BN, 7T
PR AR B ], B SRR B AT A R T
T 3 G035 2 GO B IR 8 e R A% P00210) S ek
ACEAERR YTt 2 L TF, (EA FIgMETiA, FRatin
ISR, AR BT 1 2 R R R 4
95 55 B A GERE 1017, SR xt a SR R
TERLe R EBV AT A5 R A B UCBOE, SR ¥ o )i
RYFRENISL, T BRFUAACE IR, 5
RV YA PG, P VRS 390 0 (0 0 K P AR A T 5
W, KNTE 08 R4 04 B R B HCIZ 8.
CEHUA B AL T 18 3 I R G 2 K
TEERITS,  FF H rT BEAE PR ) B 0B S L B e 59

RERE: ARl 2024 4 BS54 B 12M
FIRAERR R RIFEER.

5.2 IMVEEBVHUATLERNIZ W 4

EBV LI S A 2 12 W A G SR A% 41 i 38 22 1)
Eat, HhafERNVCA-IgMPiiA. VCA-IgGHiiA.
EBNA-IgGHLIA LK & H FIEBV DNAZ R 4545,
TEIMEE 1, VCA-IgMPT iR 7 2 i F H B bR £
Z—, BRI PR AT T EB VIR YL 1S BB
2092102122831 e e 15 R VA 1, VCA-TgGHUAR AN
EBNAfUAE T AN A, KRG ECL@ T
SHR R L2, eah, fiEHEBY DNAZ
HIEIZWIMBT g — AN B TR, RG],
FORAENGPRAE IR B 5 )i 5, i+ JEBV DNAZK,
Bl SR — I N 16644 [ )L f [a] 55
PEBABIE SR FHEB VAR - MU A SEBV DNAYE AL
WM SEEs ER A 7 %, KILBLAEBV DNA, VCA-
IgM, VCA-IgGRl 2 Wizipe e, AUCHEIX0.999
(95% CI: 0.986~1.000), BUEEEIEFI100%, KN
89.8%215], i 1 K X LEEBV IfL i bR 4, 7T LAES B
SE EB VB G (1) 35 BRFE B RV I (1 M AL R, VR Al
W i R Rl A 11O,

1E 2 RVERALE B35, W 7C RILEBV LA K T
W, X ] RE B R EBV IR
TEECRR AR . BRI E, SRR, MSHE
H M PR =K IEBVHUE, BIEVCA-
IgG, EBNA-IgGLLMEA-IgG2E. JuHAEMS K AF A,
XA KT AT R BE A 5075 (¥ 33k J gk — 25 g 2172181,
EBNA-IgG5HEIRIE A W& R, Frale58 k™
R PR AR B AR 2 EA - TgGHUAR I A& A
EBV {3 SR I8 e o PR i 72 AR 1, Rk 3L KCP T R
EMSRAE TR Br 2 R MEREILSE, RGMEL BT
I KM % (theumatoid  arthritis, RA)FIT
PRZEAE(Sjogren syndrome, SS)&EF AR5
EBV/E QL UIAH O, B FTR I, 31X 6 b 325 A0 S A
FHEBVE LR A S, M HIEBVHUAT EEFIEB VIR
B R 1220, SR SIS 7T ik — R
HEBV 5 Ty MH BRI ok RIS T EEL R,
A HE AR I BT S — 8 (W 77 W) FH SR B

EBV LI A 7 S5 W e 3 25 R0 4 B8l i2 Wi o (1 2
FARBAT Z FEINI(R). 2T 2 TAE S = R
M DX G0 AR A8 AR TR 2 T DA B P IR R XAE
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Table 1 The comparison of three nasopharyngeal carcinoma screeningstudies

i L FE 12 2

W B BRI EBEAARA EESY  REUE e RE FHYEBUE R T/ T R
it &t
Jigg N2 %;Lﬁ?\fﬂé’f TR igéf%ﬁ;% R%BEVT14E) 97%(FEVI14E)  4.4%(BET14E)  68%(BET14F)
Liu% A2 ;ﬁaﬁNAl it i 6 z 75%(BE1T84E) 95%(BEVISIE)  5.1%(BEVI84E)  55%(BE1i84E)
) pogis
AT
oy XTRRREAR
e 1 23 PCRIGII 3 ‘ 201744440~ o o s 11.0% o
ChanZ A EBV it ﬁﬁﬁg—?ﬂj\ 625 Bk 97%(BVI14F) 99%(KE 15 14F) (B 7 14E) 70%(E i 14F)
S 7T
10.0%( L85 FH
e LK R P85-Ab)
EBV-IgA L i g 248524430~ ) ) )
s ) 2241 s 7 1 97.9% 98.3% 44.6%(P85-Ab5 ..
LiFA ?Wfﬂ(%s- i 4 A 6;:’?}; BV1L56)  (WVLSE)  VCAdga, O eGEVILE)
) S5 EBNAI-IgA
B F)

a)  A: P ABEBEAT MR EBVHRK I, 45 VCA-IgAMEBNA1-IgA % & B Logisticti 454y, ¥ 2
SE SCNTRET FAYE, FRRE— BT IR PRAS A A2, A RURS 2L 4R T T 07 2 10 IR XU 4LAE S4E IS 3T

ForAE. . AR AL m AR

5
£ B: PN RTS8 BEABABIIN X %

ﬁj\
FEAREAT MK EBV DNARZI, 4558 B2 7245 J EEHTRardll. W9 R 25 D B0k 2 o SO 2 F A, Itk BT IRIRR B #12; C: Nt
AT MAEBVTARKL I, M3 P85-AbFAPEE B E SONFRE YL, Jhilt— P AT IR A 12

PN T 25 b DX AT A RITRE PR A BB 5 R B, VCA-IgA,
EA-IgA, EBNA1-IgA$t A FH 42 (1) 5 M i s IR B
BFE,  HPUAKSE - 8 5 s 5 n 7R A ET 104
B, SPIAIAE R0 RT3 4 R AT AR g g 172 74.221.225-227) - g g
Fhfiikrh, VCA-IgA M EBNA1-IgA I XUPTA A & B s
BT HIS W RLRE. T OB E NI 05 F B, 7E
30~69% () 24244 R L TR DO 4 i A X B R —
T BE LA IR 58 (PRO-NPC-001)122) Horbr | il 7y
204134+ X RERS 5T, 506364 & [AE AT I,
ST 4 SRR, 7 S MR i 0 2 ARt IR e 1
43 31°990.3%K196.2%, BHPEFINAE ~4.8%2. 18 5E 1
S RBET 124E )5, &5 5 5o 07 25 1 X () SR Ae T
BT A 07 2 b X 25 1 T R IA30%(P<0.05)12%),
M I B UCUE SEEB VIR BRI 2 PR AT T2 3R R,
RO ER TETRMN CEEFRI2FBTHE AR
FEY IR, P ESEEPPR R BIEBV I 2
b EH——BNLF2b, i FiZ IR bR 1E iR & [X 248521 bA S
NFEREATIONE, R RrR o Bk £1197.9%F1
98.3%, BHIEFMMEIEEN10.0%, G BEARKH— DT
e R DX R PR 7 2 2R, R R U R
MIZEBVHLAEEBV DNA# & 1] f8 ZEBVAH .
B R bR B B, HETFEBV S B
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(R FEATY I A PR, R = v AR AT 0 4. — T
295 1 6t FEBFF ST 9NN 5444 8 iR 1) 6 95 [ 55 A
10844 fi XTI, YN ML BZEBVHUA S B BRI I A 95 R
6 TG 55 25 BRI PL 5 — Tl o ] 3 T ) R = 491
T REHE AT, GIN 18544 B T (91 F120044 T B, A3 T 2
eLf g8 R 7R R BT R R T 10044 B s ]
52004 5 R 1 2 20095 497 ok BRI 72 [ R R 0L 1M 23 EBV
PUARIK V-5 B 1 &R T o) Rk, 2 IR
FGTHRREA R, H Al Z & E KR AR T R E
A B 78 38k — 20 B A A EBV I i 2% bR 12 9 F1EB-
VaGC 2 [ ARG, Aok 7 Z 58 4 EB VB et
155 LAt 2 TR g B I E 9

6 EBV DNAZM RS MAEMI KRB T2
b B T R U v 4 2

BREBVHLAS, HABEBVAR S th 78 S ()15
Wi AT A3 20 Z BN . LRI EBY. DNARL
B CUh T S O AR R . — T
201744 [ 75 4 55 R AT 10 6 e A 990 BT 9 S8,
HET MKEBY DNAJ 2 B T 20 4 11%, Uk
PER97.1%, K S HER98.6%, I A5 A5 2 Hh F S 5



RERE: ARl 2024 4 BS54 B 12M

B E PP ZASIBEVI S B RN, SPIRTT SR g
EBV DNA tillf 1412 53 M t, FIZHEBV DNA%
B B PE AR SR P 1 2 5 38 7 ) BRI U5 A S R 1
R S 25 0, R XU AE 2070 A 4.4 H0116.817) 5 4p,
MPEBV DNAZ X 84 1) T A R R
BAEZMIGARNAE, 7 CAE S WroRTgm i AR
YIbrE 2 —. ZTTRRY, SR 5 K A
EBV DNA# &5 1 PR ERRAE AN TS % V) AH
%, BWE/KFIIEBY DNAZEEE 58 ZE G R
L\ A AR AT SRR A A7 R AR SR 24,

FREBVHF SMETA AT FIDNAZL A, — S5 &
PRI 50 R BT B oA D AE S P g 1) i 2 A2 W
TR T RO 1. 201 84E () —TmF S T4
FEPRZH I 1) IS DNA K B FERE 7T, W 5% 51 85 R e
A EBV DNAF B 22404 T 166 bp 1150 bp
FE A, g AN IEBY DNA F BB, AR Xt i
& MK EBV DNA# & HFKF € K ZEBV DNATE I
HDNAH S, FTF Sz w, oFRds R ER
ZOTEEAE RIGFRZ W R (R BUE=97.1%, FFRE
=99.3%), FHFBHPETRIMME M 1%L H £ 19.6%. 1t
b, 122 BSEBV DNA R (b o S 0 3 1) 57 112 Wit
RN R rIvERE. b B A A R — A T-20194F B 1f
HDNAZ:HE K H AL B 154 S i %, 944
EBVAH Gk B8 £ . 544 A% Ytk P A% 41 386 22 i 2B
HIIMZZEBV DNA H B 1E, #i A [RIEBVAH G5
WIAEEAF I EBYV DNAH EALE R, JEE X
1584 S MR 1R S 1 22 i H R 4K X S8 (differentially
methylated regions, DMRs). it —23 4 EBV DNA F 54k
P 455 EBV DNABE K& B LU EAT 70, KIS
JE &AL, A BAS 1 PE M TE N 16.6% 2
35.1%(RIKSE=97.1%, 57 JF=99.7%)**],

P T i G 0 ) 2 5 B AR M B A, SRR
Il RN 572 4 3 (R RAE ) ) A = B2 52 B FEA. VR
EBV DNA H AL A I R Lo G A B 1, ZE3R A 6
MRS A1 ) 2o A A B — e ). 7R — gl

S5 3k

NAT 7151 B Jeg 995 451 RN 43 2450 %ot FE I AFE 9 rh, SR T RV
Cp G/ s FF 6 A 600 1 2R 550 5 R A 5 T 4 3l 9 75.8%
F199.7%4. A, @k &N BE 5] S SRR TR,
EBV DNA# & il 1) 7= B0 FRR 7 BE 49 51l 29192.9% A1
95.8%, EBV DNA F H= 4k A 11 7R 5 B A S5 4331
N95.9%H191.7%4) phah, BEFEE X TN 5] S &
MR Bl R A (B RR R R AT IR R, — I 16401 &2
R e 95 451 R 141450 o B8 OB 7 R B, R SR 1
EBV  DNA I SE 4k ZAG I 112 i 1tk B8 52 BUORE 77 2 52
AR WEES S FRIFEAUC=0.923, ILAH5ISH
I SREEVIZEEEAUC=0.928, WiFAEAUC=0.90224). 4R
1M, IR PR PR 2R I T A AR S A/, 3 75 7E B K 1)
NEE st — DU A Re 2 B S, Ak, B HRIE TR
F AN T EBYV  DNA BRI S 1 93 i 25 FH 4 A
BRI MR, s R ER 2K FEBV DNA%,
SR AT DAk D £940% X7 B B I JE 0 21
PRAG A 42 5 B T (PPV)IK 10%; 1T &0 1
EBV DNAH A0 B A 1 RE v, 2 — AN A
FIHI o AR,

7 BAiE5RY

EBVEALATE, EBVS5 AR Ik R AT RE iz Lk
NATEFARISE N 2 A 2, i i) 6 e iz
EE H AT T ™, Rk, REE S FHEAR
AU, B A IEBV S A AT
SEERE . FETE AN T 0 %2 41 24 I EB VA I
I PR 2RI T 5. SO EE L), FE T X EBVEURE ML 1
RN T iR, W BRI TR R EBVAH I 1 1B
FB, IR RKEBVEE I UL St g Fo At PR [H 22
() — T s, R, 7T R (4R
W2 Wi AR s sems, g AR RS 77,
ABRAH AR 2 R TR @) 2 A E SRS, 3t
[F] X EB VB Ly R I pk g, DA A O i N 2f fe 1
H B K B DUk
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Epidemiological studies of Epstein-Barr virus and associated diseases
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Epstein-Barr virus (EBV), a member of the y-herpes virus family, is commonly found in almost all humans worldwide and establishes
a lifelong infection. Although most individuals remain asymptomatic after infection, mounting evidence suggests a significant
association between EBV and various serious diseases. This review provides a comprehensive examination of the natural history and
characteristics of EBV infection, including its transmission routes, latent phases, and lytic replication processes. Additionally, we
summarize the effects of environmental and genetic factors on EBV infection and EBV-associated diseases, including autoimmune
conditions such as infectious mononucleosis, multiple sclerosis, and systemic lupus erythematosus, as well as malignancies like
lymphoma, nasopharyngeal carcinoma, and gastric cancer. We particularly emphasize the crucial role of immune-related genetic
factors, such as HLA genes, in the carcinogenicity of the virus. Furthermore, we discuss the crucial role of emerging biomarkers,
including EBV serologic markers (such as VCA-IgA, EBNA1-IgA, BNLF2b) and cell-free nucleic acids (such as EBV DNA load and
EBV DNA methylation), in clinical applications. Understanding the epidemiological characteristics of EBV infection is important for
the prevention and management of EBV-associated diseases. In conclusion, this review provides robust epidemiological evidence to
deepen the understanding of the etiology, pathogenesis, prevention and management strategies related to EBV-associated diseases.
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