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Abstract
The aetiology of developing cancer consists of genetic and epigenetic mutations, DNA
damage, genome instability, cancer stem cells, infectious agents, and carcinogens. However,

carcinogenesis is @ complex multistep process associated with various hereditary and

environmental factors.
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U159 (Cancer) %38 Wasan31e (Malignant tumour) Wungulsafiwadunilusisniedinig
natguFilmannsulsiuaziasgiivlnegatuauldld Tnelinsidsunuasidluseduead
JEAUITUENTT (Genetic) UagszAumilowugnssu (Epigenetic) Famuunfinisudueadiagnisme

YoawaduuunInIsimualiudinisendt “Apoptosis” tuvzgninwbiliegluanivaunaivens
anmANaNyIivedeieIziarTzuuai1aq vessumelivihaulaegisnd windnisnateiugly
sgAuiugnIsuvsesERumilonugnssy avdmaliaunadinangnsuniuwasiiinlsausvuluiign

ANz uaduzse”

Tdyaunsziunsasydulanegluadies lngludesddygyinunszduaiuund
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FHonsnauauswiadyaudugs viliwaaiinissaiulnegslinend

finalnudnien1smeuu Apoptosis wiinaelinnuRaUnAnIaiugnsstegneluad

U51A91NanT1zdennauduilosnainnisiioneiiiuidy (Senescence) Mlvitinisudaeadlalag
Lifidruudiin

a ¥ = 1 o 1% 6l a a ¥ 1 raal o % ;%4
finmsasrmasaidenlnd vnlmwasiinisiasgivlalaegslifidndndaniwnuansenms
fanuanansatunisgniuideetiafies (Invasive carcinoma)
fanuanunsaunsnszangludeinunieigdnala (Metastasis)
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1.

1.1.

1.2

N1INANIWUFVBIAIRULUE (Mutation) UUE1IWUINTTU (DNA) vilvin1suanieanves
fu (Gene) fmnuiinundld 1Wu m3nanesiuduesarduiuauy Exon 1 12 v8adu NPMI
FaduvilsluBunaneiuginutesiian lnenuuszanndesay 2 - 8 ludinuazievay 27 -
35 Tugflwgiithendulsa Acute myeloid leukaemia (AML)? peslsffnnsnaneiugues
fu NPM1 Simensallsand® Tneguaesiniinsmovaussresniuinaudngszozasy
(Complete remission) neunasn1stasuladtnta (Induction chemotherapy)
nsnanewudsziumilewugnssu (Epimutation) 1uaruiaUnfvesuesvyiaiid
URAUNUSAUa1IWUINTIU 19U N156ANNY Methyl (-CHs) Uy CpG island U130
oromoter vasEuardwadudenisuantoonveduriatug lunensaiudin madinnsi
il Methyl UShiausend1ieenty azdanalviiinisuanseanvesdunindaunile Uszana
Sowaz 30 veeyUanlsn AML il Karyotype Uni® azilnisnsranunsnaneiusuesdu
DNMT3A @swuiinsnexiily Arginine gnivdsuidunsnezilu Histidine fisuvis 882
(R882H) U Methyltransferase domain @swaldu DNMT3A %wﬂaﬁ’mﬁﬁﬁlﬁumg
Methyl T Fuansstugnssufinnnuunnsesly il iAnan1azn13ing Methyl sin
(Hypomethylation) U3taes CpG island dsraliifinisuanseanvesdusine winty wu du
HOXA waz HOXB Fsduasumsiadaivlnvoead®
nsnanewusszdumienugnsudsdanarelusiu Histone Aaansndananeanis
wanseanvesBulawuiu luan1izuniiansiugnssuassnduiuedfulusiu Histone uei
Lﬁaﬁmi@wyj Acetyl (CH5CO-) uunsmagilu Lysine vaslUsiu Histone avdsnalwans
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1.3.

1.4.

1.5.

3

ugnIsuAAIEMBeN FudesnuadenisnszduliinnIsuanionn wse NANIIYINIUTEY
gulad1eau 1899910 Transcription factor aunsatd1uIuivatsiugnssulanvu Tu

LY

‘i‘]f\]ﬁguuﬁmﬂ%mﬂimm Histone deacetylase (HDAC) inhibitor §uganisfiany] Acetyl

ll =

98n21n1USAY Histone ﬁwm%ammﬁmmwmiﬁmj Acetyl @4 (Hyperacetylation)
nszelpeialuuulasuniu edrslsfmmedbufioswnsnguiiby Wy Buduueds 7p53
flFsunensedulaefiBuduindelasdiuinnazgnduds®
auAnUnfivassuIuvesuvislasiulen (Chromosome) wiafiienin “Aneuploidy”
aunsanulaveslulsauziSeriinmiag 19U TAns29WU Hepatoblastoma way
Nephroblastoma (Wilm’s tumour) Iuﬁﬂwiumjumms Edward’s syndrome il
Iﬂﬂuiwﬁﬁ 18 1AU (Trisomy 18)"# M’%@ﬂﬁmwwuiﬂﬂuiwﬁﬁ 7 AU (Trisomy 7) Tu
$ovaz 40 v03fUse Colorectal adenoma® 1Jusiu amaiﬁﬂmumlmmmwLﬁ]u'n
uvidufnannisinsuantesnvesBumnntuduidesannisiiiasiulsaniuniung wie
TudnmanismnaRaundlussduiuiiiegroudenalfivadinsuisiiosmniuaz
muaulally uAnauliiiefoslufuuazlaslilanfaniundeeuiiawainlusyey Mitosis
POIRATNIRULTAS O
mﬂﬁuﬁﬂmwmmsﬁuqnﬁu (Genomic amplification) Bunisifindiuautives
Fudrudug veslasluley uasindumumisiftuneusSermoging wu Bu MyC Fad
SunauzfsedausndlasunistuduindnisdindiuiuluneiSanalseiin 1wy Colon
carcinoma, Small cell carcinoma of lung %38 Plasma cell leukaemia WHusyt?
n1sdutUAsuvasiaslulen (Chromosomal translocation) 1Anann1silastuleui
laflggiu fmauanBeuiuduauianismauuiaduiilmivinailasiuleudunds
fiu 19 Philadelphia chromosome vinl#gu ABL1 annlaslulaudi 9 lunaufudu BCR
nnleslulongl 22 Radudulmifodu BCR-ABLI Fadfiunsvhanuvesoules Kinase 7
Winmidaaie (Phosphorylation) Tinsmeriilu Tyrosine Iuiﬂsauﬁluﬂ (Tyrosine kinase)
denalifiinlsa Chronic myeloid leukaernia (CML) 3y
Tuvnsdinisiésuenaiivhadeldlunssnvinzdwianionvdmadiafodd
Annsdudsuredasluleuwasinufeuzsdnuidn wu n15183u Topoisomerase |l
inhibitor FslduagnaunsnatelunissnwuzidweseTozwuuildufeu (Solid tumour)
W3ouziSesruuladininega (Haematologic malignancy) meamqLﬂamawﬂmﬂmmi
Fudsuvestudinvedaslulaaly wu Ran1sindevestudiuvesdu KMT2A (MLLI)
natetdulaseadisvesfuiidnisdmseadalnidaiinidfildedsfinund
(Rearrangement)™® wazfinensallsailaid® n1sdmIeeilndvesdu KMT2A fnd
anuduiusiunslasuiaiivitnunnou Tnenuldusyanaiesas 10 vestheToglngd
\Julsa AML (Therapy-related AML)¥

2. ANAHeNEYeEIsRUSNTIN (DNA damage)

Tudagtuiinguf ilWeiinsazauvesnnudeiingvesasiugnssuduanmgnanveanis

nlspuztsa’® Feaunsawuseaniaidu 3 duneu sallfe
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2.1. nslasuasnsziuuzisa
ansnsrAuussnaelukaz Meuensneamsansliinaudenevesans

fiugnssudsmuUnAudrgneenuelas ButesumaN TLENT Y

2.1.1. @19nsfuuziseanatelusnenie (Endogenous agent) 1y asauyadass
(Free radical) Inian1eog1989Useinn Reactive oxygen species (ROS) Fanda
Nndiadenvnvdauualasing (Macrophage) wazilalnsila (Neutrophil) lngag
wuldunnlueseasiifinissniauizeds 1wu 15 Inflammatory bowel disease
(1BS)'9 yiongfnssunsuslnaewnsidlutugedmalvidnisndnsmini Bile
acid) Usinausnniduszernaniaiuiy daduansiineldanudenisvesans
fugnssiunBelsaugdedildudiga”?

2.1.2. @15052HUNLLIIVINA18UBNSI19N1Y (Exogenous agent) LY A15LUUTY
(Benzene) Fsldsunistuduindanuduiusiunisiislsn AML, Myelodysplastic
syndrome (MDS), lsalunszanile (Aplastic anaemia) wavlsauziSsiutindes
(Malignant lymphoma)®® wenand dediuurlfufiazsinlfiinlsn Acute
lymphoblastic leukaemia (ALL), Chronic lymphocytic leukaemia (CLL) @
Multiple myeloma (MM) 8ngaa®?, AsAnle Helicobacter pylori ﬂ'ﬁzé]:umi
%19 ROS tandeniaiinlsaugiansemngeoms @ vienslésu Aflatoxin a0
Fa Aspergillus flavus wag Aspergillus parasiticus funisiialsauzisesu®)
Wusiu

2.2. NMIVINBUFDUUYNFITAUINTIH (DNA repair gene) Usvanaisasay 60 - 80 ARTULe4

Tnglifinstheneanisiugnssu® deaalinisuanseenvesfudeunenasiugnisuy

anasrsevInmelulneauRAUNAAINE17919LARINNITNANENUGVOIEFTULUE 1Y N3

naneusvasiu TP53 Sawuldunie¥esas 50 vadlsausifarionun® lnsdiuunndy
uzisvasaterzuuuiidudou (Solid tumours)?® Bu TP53 a¥1alusiu p53 Feidau

Aeadaslunistenisunnudemevesasiugnssuiieds Nucleotide excision repair

(NER), Base excision repair (BER), Mismatch repair (MMR) Wag Fafldruneatestiung

%93 Double strand break (DSB) 8nge® 1Ushiu p53 dunumdfgegauinlunig

fudinsiaqiivinvesadiiinUnilasgnna1adnudu “The guardian of the

genome”? nsnangiiuguesdu P53 meinsallsadilaid wihingthagldfuiadivdads

Tadanudemeliiuwad uwinisnateiuguesdy TP53 asihliiinnisnevesas

WUU Apoptosis laanas

deinenudemeauiliaeiiassdnsnesansiugnssueia (Double-strand
breaks) nqulUsAu Fanconi anaemia core complex (FANC) 9ggnnszAulagJuiu

TUsAu BRCAT uay BRCA2 Geagsiausamiudulusiu RAD51 iilodouusyansiugnssu

LUUTIienin “Homologous recombination” n1snaeiugvesngudu FANC azdina

ThAnlsalalinaswin Fanconi anaemia (FA) Ssidnumgfe nunznmairnuesla

n3EQN&NLMAT (Bone marrow failure), AML, LAauzisweseferzuuuidufou uasd

ANuRnUnAnsailayeyn dusunisnateugvesdu BRCAI wag BRCAZ Suillgnane
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SULUY uigUuuudianadesionisiiauzieite Frameshift mutation lngwunaneug
Y838 BRCAI waz BRCAZ Uszunauiowas 72 waziosas 69 TufUieuzsiiauduy uay
Uszanufesay 44 wardosar 17 Tufthsundedsldnudidu® uenaninisnanewus
Y038 BRCAT uag BRCAZ daflauduiusiunisifiauziseald uzisediueau wazuzisa
FlaugNIINNBNAY
AnuAaUnfoaAnissdumileniugnssy Wy nsiAnanma1sing Methyl ga
(Hypermethylation) fiusians Promoter region UBIBU MGMT i1 lsitAinn19AANS
LanIDeNYRIBUAINET Femuundudaoules MGMT agvimifidesusnua Guanosine
ApUnFAULaNIHUENTTH MInaeuduesdu MGMT azdwaliAnuziSadnldlvglee®
2.3. msazauaMudsMevesasiugnssy Wunaduidesanideninaanudatiude e
sumeldsuansnous LNLLG]“U']G]ﬂ’]i"UE]ﬂJLL%@Jﬂ'ﬁW‘UﬁﬂﬁiﬂJ sgdanalyiiinisifiudauves
LszjaasmmmmLaa‘mUﬁuaamiwuﬁﬂﬁmnﬂﬁuul,sae6] MnturuAseTesETiugNII
wantandususdifannaneiuditlussduiusnsuuarssdumionugnsauniufu
Juludn lnegsusnanuinUnfdndnzidndulusinusinizuinanis (Feld
defects %38 Pre-malignant tissue) wadmanituinduwadsedu (Precursor) w8013
Aaduwaduzids Tse19azdilidannsoamanuanufiaunile lWannisdunndaegn
wWavFeusiuinislindesqanssmi uwidlenadulusaddauiitnnfuasudusandni
QSLQ%mLanm@EjﬁdiﬁﬁqmgﬂLLazLLEJ'Qﬂ’]iLﬁ]%iyJLaUIG]L‘le’ejL‘Uﬁﬁﬂﬂ@ﬁ]uﬂis‘mﬂmmﬂu Clone
TminaznaefuwadugiSdluiian

3. anuliafasuasdu (Genome instability)
mulilafesvosdudunildudnuazveavaduzidssuinanauunniaslunisdonua

u (Mismatch repain) denaliasiugnssuvesaadinuslmindsainnszuaunis Mitosis
uansdluaniadiaiy arldiafesvesduiudlévareguiuy Tiud madfiuduresvainats
Wug (Base pair mutation) nsdsuutadluresdrduiuasn (Microsatellite instability) 3
muundldlunisnsiraeudndnuaiyama (DNA fingerprint) #seAuRAUNAYBITIUIUNTO
Tnseadrvesuialastuley (Chromosome instability) Tussadugiianednisasiudufinaneius

9
s

NJUFTU LLazﬁmmﬁﬂUﬂﬁazauwaﬂmu%(ut,%"aﬂ6] nauliiatiosvesdu Inenisnaneiug

vosBuiidsrudenanianansoutsoentdiiu 2 «in deludl

3.1. Driver mutation #io n1ananeiugfidesuelisaduznsiuininsuisvoneadi
Fuasuile wadannsoutsilFsniitedy Snrdmades s isadidasenluan
szuuifuiumuunfvessnenie wu nsnateiudveduneusiSauazBusuusiss (g
vded 4) 10udu Tnesinaznsaamy Driver mutation Saufulugihefidunzieia
Wwignfiu

3.2. Passenger mutation Al ManaeusuUVANTIAnNziUe1etuY Taanmsonsa
WU Passenger mutation lévanesfusiuvisdegendn Driver mutation 110 lusdnide
i1 Passenger mutation LﬁuLﬁmmia'achuﬂ'ﬁﬂawﬂ’uﬁ:ﬁhjﬁmaim6‘] AONISLOIYLEULR
voawaduztie udlutagiuiFuiinsfunuiinisazauues Passenger mutation d4ua
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nsznusanisaniiulsn 1 dn1305I9nUInISasauYes Passenger mutation Luame
ﬁﬁ’ﬂﬁﬁﬂwiiﬂﬁuwﬁﬂ (Cirrhosis) 1iaugLSsfuaila Hepatocellular carcinoma Fueo
agnslsAnuiisneauin Passenger mutation ¥ilwnnssdulsavesusiduduniauuy
Usupiuazuuuunsnszaefululdednaiias uaviwaduzisadinuudusanaaiesan

Passenger mutation 4AU319015¥1191UV84 Driver mutation®

4. nsnaneWusvesduiinruquniseigulavesiimeuazduiuusss
fuiinrugunisiadauiulagesstanie (Proto-oncogene) fvthitai1ssesluudseangys
wizlnzaseniazitming visdadiniilunsauaunisaiiedifudyyia (Signal
receptor) wazn1sanenandyauadiulufineded (Signal transduction) definnuddaysianis
WigAulnveusadmuUnd dviudunensisa (Oncogene) lAnaINANSAANE UGBTI
Frunuvesnguiudsnarvinliannsudalusiufutu Sdusfuiignuanuiniuiazoongn’
sumusasnsulagad lkinsuinsadifisfudusanunesrsauauladly uiidily
Uagtuasiimalulaglunisdnudasasiugnssy wu n1slyd CRISPR-Cas9 dnsiadu uin15l47s
fanamlsannsainnyssgndldladlunsdninfnuzise ilesneaEuduvesdunenus3sAedud
muAunssyAvlnvessmetdinwsusenisey senvevad
Uszannidoras 30 vertheuzifaduniinisnsianumaiiuduiuvesdiu £RBB2 Javhls
uinanoidudedd Tannsdanim (Bomarken uagiinlugnisléonfnwiugifeegnansagn
(Targeted therapy)*? lngi8iu ERBB2 \Jugufiashe Human epidermal growth factor receptor
2 3adufifinfudnTonileingu HERZ/neu Bensifindnuauvestu £RBBZ faudusiusiunis
\isU31104904 Vascular endothelial growth factor (VEGF)®? 18unalfiinnisnsgdunisaing
vaendon Juartslivadusidimaasyiulnldosndliitadte
MsuLs YRy MYC v¥inliiinsadsTusiu Myc dinunndy TneTusiuiazvimiig
Ju Transcription factor Tumsnsgdulvitinsuansesnvasduviindus WiannTy
8 SRC wan Cellular Src kinase (c-Src) %aﬁmﬁwﬁ@wijﬂamvﬂm (Phosphorylation) T
nsnexilu Tyrosine TulusAudue (Tyrosine kinase) nMsnanguguesdu SRC finnaduiusiy
naAnusSedld unfafu uarusswiongnuunn® uanaini c-Src Sudunddludnneg
038U BCR-ABLI (giadiadt 1.5) Fefldulunisifinlsn CML e
NauEU RAS Usgnaume 8u HRAS Bu KRAS uazu NRAS lagnguiiu RAS againelusiu
Fainthidrenendygrunisluwad 39 RAS lunguduiinuirdnisnaneiudussiigade
Uszanauioeas 30 voslsnuzise®
B TERT vimtinfiad1a Telomerase reverse transcriptase duuduninsgososioubas]
Telomerase yhuthilfndduiua TTAGGG Tfuduuarsveslasluley (Telomere) Ingund
w7 Telomere aguaduasios awadionguiniu awhlivganisuleadluiian dwsy
n1snaneiugusLIns Promoter ¥048U TERT azdwwaluiiinisndniouleddngy Jevihlieand
nswusdalaeenslaisaut®
Tumensesiudududtuugise (Tumour suppressor gene) azas19dma uuazeasiuuly
nMsngansLsradLiieliAnnsdenuatmsusnIsuneuazdwiluguradiusioly aannd
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wnBusuuzsaggnnsyiulaensiaseaveatad (Cellular stress) uwarn1siiansiugnssuvian
gonuanwadiilefinnuidenieiiniy (Free-floating genetic material) S uinunzigaiidl
AruddauazgnAnuianiigafie u TP53 Mefindmuudluiaded 2.2 uenandarunaies
veslUsiu p53 SaflanuAeadestunisnanefuguesiiu COKNZA Gea¥1elusiu plaARF lng
TUsiiu plaARF axlududalusiu Mom2 Fadulusauiidavarsnisvieiuvelusiu ps3
wsrariumnunlusiy pLaARF Usunaiwedlusiiu MDM2 Rasufiadu vilinnsyineuues
TWsfu p53 ananadiowindnisuialusiu ps3 lusetuned®” edeBuduuzisunviaged
AwdstusTunsfoNzidsidumy 1Wu msnaneiuduesdu RBI fumsiisuzSwesgnavie
Retinoblastoma v38n15nateWugveadu APC funi1stinni13g Familial adenomatous
polyposis (FAP) Faazimuseluiduuzidddlvgjiave Hud

nsnanewugvesdulafunisdurslinelfAnlsaus S Hoswndaiiduunavindunoy
Auaunsaiyiviaveneaded n1sinlsruzifeiudesianstiadeiintusmiudio (1) n1s
naneusvesduimuaum B yRulavessmenaeduduiensSsdnnuvatsdu waz (2)
n1snaneuguesdusiunssiduatsdu mndadednanlinsudiueadinasvganis
WIiulaLazingnIrUIUNIT Apoptosis TneviluBuneussainasddnvagiau (Dominant)
Tuvaginmsnaneiuguesdusuuzdainasiudnuuedes (Recessive) tufeazdaiinianate
ftuganitaesirsvedlaslulensazdmaliBuiuuzdoihmihiiiaund edrslsinunsnans
wuguesusiuuziSsnlasiuleuiissdafr faunsodwmaliinlsauziselawuiu Sand
“Dominant negative effect” \u Tunsdinsnaneiuguesdu 7P53 Wudu

5. wadaundauzis (Cancer stem cell)

wadsuindauzifadunguilnivemedindavoslsanzise Inefauufgiuiiinniig
mannviane (Heterogeneity) vasuzidetiu uwiaswdddusiinnaneadilewradiieniuie
wadduindauziiedsegtuvugaludiduduvesnisaigivinvenead (Hierarchy)
anvuzlanIzvonYadaunlinme Wwadlzegluaniizdifa (Dormancy feature) hag &
Anuansalunisudsiufienaunuiieldetiaseiies (Self-renewal) Fsdnuwaizianiy
Fsnanviliimadduiidangasealuanmahassmeeiividadutiuenseadug Saiing
wUasiegn93n15a (Anti-proliferative therapy) SuilAansnduilugweswzidinendiain
1Asun133nw (Relapse)

foyafindmdsuillinasonisimunuumansinueesdihe taelud wa. 2560 (a.e.
2017) Shlush wazamzlalddoyanisnaneiuglnesau (Mutational landscape) vosiwadidn
\Fonvnssouangiielsa AML Wousnifade (Diagnostic blast) Wisuifsuiunsnaneug
vonwaddindonuniiseunindtaslsn AML vnziinduiludi (Relapse blast) Svansauys
mmq}miﬂé’uLﬁu%waaﬁﬂaﬂaamﬁuamﬂfjm léuA nguil 1 Ao nsnduudisuinanisad
fuifianzisadadony1n (Leukaemic stem cell) Aifldoyanisnaneiuguansisluaindoya
nsnaneusideusnitadeedsdnds lnenuiinisuanteonvesduiiaruadiondedy
Haematopoietic stem and progenitor cell (HSPC) (Relapse origin-primitive) %aagi%y’uuuqmiu
Srduturesnsaigivlnvessad uazngudl 2 Ao wadduridaunSeiindeyanisnaneiiug
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AdgAfeiuteyanisnateiugiilensnilady (Relapse origin-committed) Feagluszaudndly

Svuturesmssaiulnvenead uidiinisuanseenvastudadudnuazsinizvousadiu
fufineg FemninissuunnguitasTaiusslovdfioldfuuanuamalunisinugdagli
yev1a Lilesannguimaduzfefianunsaidasenluannsvharsveseaiivatn feduduwad
Fuiiiauziasindonvnauagnguiued®

6. lsaRndauazasnansisedue

6.1.

6.2.

6.3.

TspRnideunsiafirnuiieatosiumsiiousde ey

nsAnliauuaiiie Helicobacter pylori lunsgiwizernns aslawizanawusgid

Virulence factor CagA (Cytotoxin-associated gene A) zdAnuduRusiuNTIAANLLS

seutaeria Mucosa-associated lymphoid tissue (MALT) %dLﬁuNa%awﬁﬁ%mmﬂ

syuugiiduiuveiieies TnedaInsilaszgnnszdulings ROS SuazneliiAnam

FHevnadaansiugnssu®

n1saatdanensluldvfin Clonorchis sinensis wag Opisthorchis viverrini 1%l

mudutusiunsinuziswiethd (Cholangiocarcinoma) Tnedinalnnisrelsaludnueae

WWuhgIiuiude 6.1

nsdmfalaa axfisuuuulunsreundeld 2 Ussam dsilfo

6.3.1. nsneuzsudulusgradeunau (Acutely transforming)

Annnnsith$aifuneuzseganslu [Virl-oncogene (v-onc)] FsBuiiu

wSeufluanseeniiuiiiivaduoanie (Host cell) SnsindeliSavini iwu n1s
Ao Rous sarcoma virus (RSV) a4innnsadn v-Src dsraliiin fibrosarcoma
TulA Tne v-Src Tulragyimihiduiiontu c-Src Tuayud (gided 4)

6.3.2. nsnauzsuduluagnedng (Slowly transforming)

Ananhisadeiuasiugnisuvesiites (Viral genome) Wluunsnsieg

Tuasiugnssuveanie ‘mﬂmﬁLmiﬂﬁaﬁmﬁm%uﬁu%nmiﬂé’ﬁu§u‘1'7immums
Wiivlavessesme Wunaligusindnnataidudunonzide W (1) nMsinde
Human papillomavirus (HPV) duifusiunisiinugiseuninunagn (Cervical

cancer); (2) la¥asiusniausiind [Hepatitis B virus (HBV)] dusiusiunisiinugis

1%
o A

#U; (3) Epstein-Barr virus (EBV) duwusiunisiiaugiSeneninuaesudia Burkitt
lymphoma Dudu

nalnnshnidioldaussnnilasiisvesiilanasy (Latency period) fiB1aunu
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