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B Virus #REES] HERAR

——WEHE 7 = Marekfpsel ol % H7CREEL-—

=

5

&

TRAZEE BTRE

E

i}

19084 Denmarke] #&gcl Ellermannsl BREfGQl
Bang &} F Abste go) Fmss (leukemia)e] fEANHME
Wl ANA S =3 virusd] A HEGE
AL ALor gy, 3gHK 19114 Roust HE
MRSl virusd) 98 A B pilE(sarcoma)e]
R AL HEsA s, 2y 2 B SR
BEEER 2 SRl o2 Bl A B (tum-
or)e] viruse] A Fedete AL vEhle ol
-So| EEE#: (oncogenesis) ) virusiie Ve FHE
o= B3 A4 HEQc). st B H4H (neopla-
sm)& o7l HRESAAL £AYPBHERE 9734
Zelek,

B virusge] Ha Jske Atz HILEMAA
BRI E vires BEEEBY e HEokAA H32H
o T virus B8RS AL ARbAE viruse
B BRT Aolshe Wikt BigE ®HHY Burkitt
e Es}l Epstein-Barr virus(EBV)7892] ZtH S BrEL
oz 89 AP BollAe =ohE RE0] Ak
. & Bl R EMES (solid tumor) - AR e
glo] BERQ 2 #Hees A =T FRi BB
E BRACE Ao eRBold AR mEARAT. A
S04 o5 iES) HWRESMEEHAST 1AES IS
371 A’ HKl B} PEE #ESE ugtomz
FHANA 2 Bé wEsast s Aotk

FobA BEe HED KEBEEY Bl BAd B
B A FWHe):, & RNA BB virus(oncornavirus)
<) G4 Qo] HE AR (lymphoid leukosis)
3} DNA virusel herpesviruse] —#&&o} i oy}
£ MarekjFo] xR t}s, o] &L He AR EY &
WHRBL A, 19715 Marekfiiel] At BbhEEke

A
T

HBHH 7] §#i7hx] = MarekiFe] commercial 8] ¢
o] sl #%iEayel BFEEE] HPdsich. BEBERT
T EB A2 BESEILAS] $80%71A7F Marekiell
EEE or BREAA BEL 2E & HAE (broiler)
o] L 6%t WEES ksl n e BEELE AP
TR A& 1971~73480] A H 51 EIER B/E
=R ul #53EE] 10. 6% 51 Marekjse EEE Aol =

1.4%7} WEMEEURES BES D e Rl =,

#E g E mis (Lymphoid Leukosis;LL)

2o WESERY & s HEksnEOL)
S Eol BERRAIME ISR (visceral  lymphomatosis) e}
e AT Marekfs(MD)S #EE (Iymphoma) 7}
FEERo 2 BRASC gov, AL ofF F XY
FRBhoz W HAT fros HEs: MEE
gL o5 A stg gk, LLY HEL g aiE/ W
&2 (leukosis/sarcoma group)s] %3t RNA [EE
viruse] —#&o] ok, s (leukosis = leukemia)
o]l “&ik =t BHEHFoEA Bgst Y= mep
O AmERe ot BREgmo Mmindte Aol f#elst”
LLaAx mmfd, HER Bt @ndte Aol
o}, 4~84 Ateld) EEZHFel LL viruse) B
Fabricius(F)329] JiEd] & EEHESAKRES &
{eHmIe W=, FRRENE BSMisT BEs o
FWE O ERBS ol=w EHEARE WEz BYs
o] EES HBRstns W ol=A A = X
Wy gelA BERY AR e ol F MTNERAST
B3 4 e, |

BmR A e BEFREo=A FEEFEKEEMES
E®d LLe MDurt f EESA4 LLd A7 #
BRUESLS ARG B4 Bash] d2 oid B
Bl A BT B%S 49= F71 A=

81)
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AT LLe BEE viruse BE Ho) = TEER
(A~GYoz oA gk, %453 EmES Bt
BEZAE BT 98) TR virusT S EAR Ky
Tl A& LLE s},

Viruslf ¥l BEE 9 &%, &4, 56, &
(#AH o) hhe] o & BRikel 1), B REHk
8 Sol virus-TEES HERFRY HBRE REdld
E@msicl, o] HEMMAE LLE SHiEsle] g Ed7]:
w8 gEska] EES i = EENEE
9 % rRla= FEsdo S EEla BES g
¥ e 53ld ojul2yE A7 SAE Au(E
19 1), olnl& Bdlo dojxl: ZFHBEe BE
9 Bysg Bk =y BEANAY, R ERvik
(target cell)o] M¥sg EEA (B 19 284H). =
2} gy virusyl L L& 913 Sev#il(F ) R
8wl 2 virusel]l BEsS = (1B =t MEEREESS
LLEBS o s BEse EHERY A =&
2R PES AR BT Bl SRRl RS o]
(Epyikrt BeEm A4 Bl & ) #
Bwmo R ¥& virus fUfE (viremia)el H=l (e B
Ay 289 virusz BgEHGE @) LLa 713 2
27 45

KBNS BRfuo] EEE 2 BRYPE B At
Hivirus Prist BEE vl x| E8lr] whEe] LL virus
1 HiBe)] ol g virus 8y =& MFBMHET L LY
gl HENER A7 AR RS BEs B
28 F4 Z4ch, =g MDD g #4 gr] dE
o] MD virusi} $if8d] JAd ks =% HA %3
v}, oiul BEEERE S o] BEFHEET & SPF (specific
pathogen- free) Z&Efilo] L L = MD virusi} g
9 Wzest gzl FRsA FiEE 4 9.

=1E LL virus: MY BLEW (neoplastic transf-
ormation) = & A4 FHEES EL Tl ¢ol
BB KREod Mgl del 85ERk. o] viruse
=g HEY Mk RECPE)Y Eigle] HEY 2
G AR (CEF) o) A |iEsel. 22} o] virus
+ FERERE BEEFRES @A = Bhe AV
A=k,

RERE

(1) #E~Calnek® = HMF virusz BHs 4~10
ik B, O, 80, F 4 HMESEY —RKeenE
tREe Bl o) F RES MEHEERY S
He o|RolA glon] £43 RKiEMHY Rez LLY
Pl =gl H2 R},

1848 LL virusz BRsw 4~88 Aol [EiEH:

| ERAE SRR

> 2 AFAEEL (G TIE)

3 BIRE o FACSAF

4 BKE-2 4 955 (FE5)

—» 5 RS AL BN EFE

TLNS

—

=

Bl #EESOFELL)Y HEEL =4,

Lot F o] A Sow Bigesloh(ELe) 38LH)MH,
B ol 2 el Ripsid QA MM BLEE =
sbel Sl AE T deiA YA Eeieh, zE b BREE
o] virusd] EES & A AY F MM St EE
JE Aoz v T by RpELY HEHdl
Bgeth 4~ Aboldl b 2 WAk, 1687 o}
= EEMo]) & BolAr FEEMEY @it Bl
229 4 ok A% WY FEY SRE&st LL
8 WS HEAFRR of KB FERFHRHREENE
%9 EFoz Wi e,

AR W ste FEY FE =t HEY ojn
FF 2E WE 2T04 BEYL & 99 2ASL T
FHIA WE] o] 2dko] EENTH B Z  WEFREE
o ol 2olA gio},

EHMo 2 FiEdl LLo o4 EHMeme 5
ER Aon AL 553 HEMR SBRAKLE
B EHE & Aotk MEHBHY BROBE
e &8 B BAEEAS HEDC B e
89 virus o] = o & &8 RfpE = Bl e FHEKE
FiEMe) B 9 @Eme Ack, FEY o W4
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7 il SeEpd 4 don M = d2dy
B A AR e)l, WA BREEESS 28R
Stk BEERA BED A oL £Es EEs A
A= EEI} BHEEY Efe) #hdE 4 dm, shoe
ol gl AAY molA st 2R k&M o B
28T BEAES ol FolAs, EEHEE Axd
ol #1 12~164d w7tx) o] 29 % FRe b
ol ¥on Eifel & Smmi: FEd BES AR
E B ol 53] el F R A9 wmies
BEd 2 279 Rkl 9ol E9ax)  —sgeid),

ESMRE =% ERERA s 14 2 ez
A aAd = HETF o 29 2 FR5%H A
vt BILMEE ESe #EX ¢ Mgkt Py-
ronin fF{ke] #Ee RNAS "g4&shdA "4 T
ol MRES Adoh. BEERs 29 Ayt g
I chromatinir} £olv] & @ =& = L L9 =7y
T BREFERMET ol At Al A
deb Adle @Ed Al As wA] onl oL virus
WOl A 2ol WAEIARI BEML BoMES PR
vebdeh, E5E o F& Mt HEMRNEAE] At
EE BERBERNAY AR ZEd HE
FRMRFAE = MRKERE IR, BERHE
Bk Hpged] FIRS EEahatey EEik
o Bl =fe] A, BTHEMSIEL BHMEA
HBolzla R #ED mE@EW ribosomes} A ) & iR
AR zEA A4E5S eFst dSe Wil Fn
e}, =W = virus RFST E%%E@Rﬁ;ﬂl A EEFEE A
o] BZE U} ML A D] virionol FEIESME M RE] A
oS e,

PEREUHA] ol= EFHFBY FZES 73 Rigs] 58
fbslol b WbEmsl WMEFRE RS HEsa
otz v miks FolskA WEsF S3 B B, B
R G 2 W (metastasis)sl=] (BlS] 4B:HE) &
B3l AR FeEdch s BB o BiFel W
BEyel At £8ehOagel ok, WIRAIBEAN A HiEdo
Z BEEE AN yol: B|/Eelst eXtE EHED
B BAREY RS € 5 Ak BRIt
BT A 252 3 RBIE Aoz 1% Ao
FEAE Axcke 238 2 B MRS BED.
fFel e £9 mna RkfRs #pelst & 4
sat MM TR =le e #e Qiupd, o))

T H2 Easlel g WEHERY B KEs B
Bl #REY FEIA o, oA BES S
€ filE AV 2 A8e AU gl gt 2 2
71 moko] EHFH 4"‘* ek A= A4 Bikwe

2 Role fldl A 2R HHES 1 EREY iR A
g8 ok, o, JHEERZ J AAd lete EEos
BiEso gk AL %5}31 R4l EEYel A%
EE-REEEL Aot W WEANA AE B
BiEERE SAE o d& 57t ek

ERES JEES RN ZHd. WEee Fas
I e FEAV 2 HEEREE vebdch g2 v
2 R B2 #EFAA - BgeA B
2 EHE BAY T 98 RREe Y BHaXs BE
3 dEEA 9o Rk =t EEHRES 2+ T
F& = B RBRE0 Y EnEses Bad & 3
ox FEE BB ke Moz Bad 4+
oh, S e Bot EFE T Y BiKEERRe] BEHA
7| tarEstel o SR W19 sk 3 Bl A 14
B4Rl LL2 & ¥ =89 73 & #EEe
K203 4 (DA AA = B Gl EES
ER g

(2) #gE~L LY HEIEMEE(ymphoblast)e] d 7}
2 #ito] Cooper 5o oA #mEs At F 2
frEshe 3ol BAfRgle] AMdA e MEEMEE &
HEHE JEes BEYE £ e FEH IgME A d5h
kgl B HERE IgMx: HHE £ v, d=
A eod] WEHRERFE BEEEGRAENA A"
4 9+ IeME &FTH. o F #iE £53 EFY
RS BEY EEBEMEY R, Hé%%ﬂﬁﬁf,
+ BEmes £89 MBREAN 1gME imael. EEk
H MEES AVe GdAE BEEY miE IgMe] B
) IgMol = B4 T8 R (pentamer)d {E5F
£9] 7l (monomer)8] F 7Rzt o, o F Ay
BREREMe 2 BRERN Ao, ol B
<+ & DY MEEEF SeErE s A u| %
of LLIEEES 2 i glo] %59 %clo ]
B— clonetfo] ofd & REEFH. LLo 22 Ad
¥R mERA el BERE AU kEE ﬁ*ﬁ(Sal
typhi)e] flagella Hile] el A ZdA Zivie A
o] HzEs)a 9lv),

ke 2o BiRE-2> LLo IgM B skl 4
9 BHREEYL S wEE I?%—;,:D}. 5o FEHEHRE
IgM EEal A 5E 1gG T&‘Ef_iﬁl IEREl A sk
ALozm d¥A o =t AmMA viruse IgM o=
8 IgG RETEHOo =9 switchE AL 24
I HEEBREPRE BEIYD #Es T Y9oh ok
72 REGREY HE =3 BA/T WEals B
Bl RS Loz AT BEpsly

EBUEREENA 2L v A Bt ==

n

{o o

S
2
ﬁ"%
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MREEEC G 19 gonl HE mTolrk] B4
ETYG wPol Ae®™®, LLZEAES KEBRRENANY 3
BHREELS) W] B& WEsSd Ja4 Hmes
A=, = gt 558 Bk vires e A
GRS A PIEEEAS) MEEL 14ES 2 228 4R Fig
IS BLEY o EEke B s e e
#WEE Zloll. BEEPNHAL FEEERC Biksls
BllAuas HiEe] RS E g4 oS Fasio),

BRERE w2 M8 LEste] LL viruso] o

F B2 HREREA AN B BEe v
2} Fgeh B8 LL& #EEsd 88T o 3 BE
oA LL virus B3 GVH(BEEHET) KES M
Edrhs Bt dole e, o) MER e &
LS PERet ezl st ARERAERES BAme
= vaTE EhE Kidsle 44 Aels, Llz &
= B 2 He doslE HilK virus o o g HpEs
AUAY =& AVal gt

BleEpl B¢ ks s BRET AT &
A4 B sdele #BB W $EE o8 i) -
gt WEETS Hikt 5% BREBERAAA kS
& Aol ch(BIe] 58HE), wheld BieEd s BERA
Wt HEA A ERHEEARES £k BEs s Ao
o} EHY ERoR & & EEHFA o s
th e MEREEEE S Fustt Bx B
HHHips (blocking antibody) s suppressor THIM
= Eeoll @HetA Hr AEG Aele},

(3) BN~ BIAR virussh BEETHE BN A o]
BLE RTHE Hd FHAE 2 ddA g =
st virus BT BESERAGA EHT Aoz u
Fol olwl BARe EiEwel virus-Me] HEfERC)
744 9&A3o] fiAH Rous WE virus(RSV)s 7
2 o1& &% RNA [E# virus(avian oncornaviruses)
= WY genome 402 HAF provirus DNA
8 BAaEA @EEla Bk T8e St A
2.2 -¥ole}™, o] provirust: BEMEEER  (nucleic
acid hybridization) KEs) 94 EE#ie DNAd)
BB s BAE S virus gl Bald 984 BE
g F 9ok o] WEE EEERREY #RdAx ¢
£ F = FEEFAEAEEADE virusd ®Fe 7

Al A B¢ WO dok 2R FRs S

BEE MM genome® PIZEt: virds HUKETS LBE
BE e T ek, #7EHE LL virus RNASH LL B
i DNA Bel BEMRFEE NER vires &7
2 EHREHS Eind =3 ERAMME DNAG A BR
HA G @il FinE RESZT Qo ol 5 Winth

BoFI A7EM: virus genomesd] 18% & @&Ee %45
3 Wpa EETE SAH: WEEMER For HA
A Azg EAY WELWe o] Biael Ig BES M
fisk= EETE TP Aoz #Eds,

s cyclophosphamided] Zffigo = RifTd HIEY
HEel LLo} 1§ Erydine ke R4 4«
A F3 e}, cyclophosphamide && #EmA s}
Hdgo] Ax 2 LLE E4HEAY = fEhe] fida 8
BRHAF 93 HBEAES 2z oy Ig B4
Aol ekt w24 LLY Epdls Ig e
BELS A% BT oI ol HEe ksl &
7hAl IgM EAMEL Aolehe Roleh®, =3k #itk
Wi MilaE IgM E4dA 196 3l IgA B4
=& REE ] st Aol THshoE Rolul

LR 4E A o274 ol x Bjile] FE®S )
BealA \F corticosteroid =& cyclophosphamides] {#
A zela E3ugEEBD) virusy] Byoq] Q8 A

L ELLE BikE & 9 Aoz v Fo] Sy w%

H3 ok FEEY SEBAAT dolve Aeloh. #mR
Buglel ®Bd A6 A BEEET 85 o smgo
2 33 w7t S FES Bbot dolwdel,

B8 LL virus: BE T 4Bz BESYd. = R
RHRTEA FHigs =S¥t (exogenous) viruss)k P
BERMRENA B BETFAY FEs= ATk (end-
ogenous) virus (RAV-0)7} 7] o] t}16:78),

St virnse golA goz AkZEg(horizontally)
e e 594 mERo R (vertically) (sl = &%
bt virusolth, B 7MEY mRoE EHIE o F
virus % AGERE virussl AR £33 B4l EiEs o
Ak, BB virusEL BHEEY HERS RkEdl
virus®] AR (coat) ke A= Zelsta Yok, 8
gHA o] Folzl RRHPL miE o virus dfnpipe)
HEe] Fatzd Mg T4 Qo MRy,
AIEHR) & BEEHEE (immunological tolerance)
L2 FHEAAAE =8 & K& virus MmiES o)
A Ak %E) 499 B2 ¥ viruse] FR@
e L £F o Ed HEEEIFoR o o] %
FEE 7l 45, WEH 2o BRe FEMes 1% %
Refl @A) 7] Btk B4 gl 93 AE@Ee
oS EBoz Qo

MR viruse BEER B4 Aoz MERgA
B9 26k 2 EHF B 0] MR Wesl TR
MK 3] AmE virusy FES i R
2 o2 WiREe &5 Avke Ao yiyg=
fRAd FERARST AR vires BY SEERNE
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{group-specific antigen)$ &R}, =zt R
virust o] 5 MMl A #HEAA] ER. o] F M:
X-#, LBNBRERYE =+ BEYE (carcinogen)
2] REd AsiA RBYM: virus&rsislA ¥ FEg
4 gtk ol F MBS virus: R7EME virusS #
Babe] Aeg mEe Ed Budh. 9 R7EH: virusd
B 29 HAL EETH(genotype)d] vt ek
A Aoz FEEES HEM 2 helper(8)71%)virus
Q] BHE Fdlo ol B DNA o] A9 virus
HEETY FrEANA Y Rtk virusd] BARR H
Hell 7bA o] &e}, AN viruse] RS Higslo]
obg¥] m SErE ETRE viruse) o)st Rl dlgr
e BZES HEsle S8 BEEET BEs
2] T3, .

ATetE: virus®] FEIF HES 2 EEEES Hiipel
=}, Neiman 559 &3¢ Hge= = virusyl @b
£+ A% BEEFE fiuske ez #Estm gtk
el A viruske o] x R4 oo diiEAelA
Y = omee Rt QFA 9 FEE 230
ol BT S 2 Aoz #Ed 99 2 ¢ A
Z] M-S FRREEME viruss] JEEE ISR Ko
o REz 98 AL FEEFEEAEL virusz Yy #
k3l BEEHEmMKR virussts Rolch, & A F
T BRE =E BNl “sarc”sln e4sl mbE
e AR virus FEFE AL ke Ao, o
s} 7ol EEHSE EEEEYE: viruss HEBEMLEG
9 F AAE 9 BETE AVE doem 2dvh E
ERoR 259 s BHe MR Az 29
A BfESHE Aoz molv HEEh AMEAIFER o
AA 25 BieS EFRY virusE BdaA T B4
2 Aelvh. zod o= FA oo FL EEFHHI)
L& Ad7t? Temin™-L, R¥EW: virusyt ¥ HIHSHS
Roozye #EIdor] =3 wlsix e
%53 il s} BBl EREEEE T
£ BEe #Esle gt

ofsh o] EHFEHLEY)E RYT & Y& Efvirus

£ HolAd B4 Wik BF virusg BWUT 5+ 9
+ EF o= 5l#Es g Ee A o] nglv)h
ISR B RPHEE  REMAIFD W vaccined
old BAEESA En glow virus HE WA B
FEEMAEE] Kirshe E_E@%@E%%ﬂ] HESH: virus
vaccineo] WHER I @} gt AE ELaoh o
e LI BEERHF BET vaccined] BAZie
= o]t 2 HIFL BRRAGA BEIA ¥ A
« el AEBEHREoRs’ FEA %S Ados

“Sarc”}_

Aol =}

#eEdel, BfE LL2 F= FERA Ysi4 %@E"J‘{l‘
EHEBAES BT E Hikd g4 823 .

28 &3F androgen [A7EEES]l mibolerones] #ER
7} LLEESBS E4E Bikdche #E7 4. & 5
o &% R TGEREY Ek#o= 4745 mibolerone(178
-hydroxy-7a, 17-dimethylestr-4-en-3-one) gH¥1& 9
olozx RAV-2 & B49] LL virusd] &&]4 s
= g9 LLFHS Ede) Bikdgets Aeld. #R
f70 2 mibolerone2 LL virus®] R cycled &S
o] gle] LL B34S BiiLgvt Zolvlh. Androgen
< fERst) LLE Biikste ERE welw Tt
%J‘D‘_B). )

=% cyclophosphamide: FZEe] WEERE WET
oaH BEMBES WEA st LLY 34es piksh
cyclophosphamides JEES Yo FZMlz BAS
o v}A] LLY BeEMERERT Jgdrs #®EY=
Art.

MareksEg (Marek’s Disease; MD)

FEmAER U o FE#EM  Mareky§-2 herpes-virus
9 -*fid] oA BEdE EHOEE 2 KEKES W
e well Miksln LR WEMLEES ekl
o}, go Marekfi herpesvirus (MDV)2 #E
B 9 Bl Slolo] KEHRKEC Aotttk H
#s s 4= gk 2 MDVE] Rl #igslol
owl EsE el A9 MBS ERce T_%Eﬁﬂﬁl
e s BlEAY, o WEES KEK} \ﬂ%ﬂ
ES SRS aFT. WSl A ow ﬁﬂ:%‘i
HE EREREA 9T 2&pel Aom ne v FEKS
ML AR B dolvie oA WEMMMEE
Wirkel Aoz nelwpn.

Marekfiol & 5 7tA EEEKERE BEslid
o}, oA Sok gEslel &x wil(classical form) £
= SN miES A Marek(1907)86] 284
A Loz FHRAGLH, “RUBMFETINE £BLR
19574 -2 #4EH G oD Fole] MarekiRd ¥ &
Mo HHHY A#T (acute form)L S FHI
EEEES RiEes BRI, £39 BRERA “—
B 44 i (transient paralysis)® MDVe] o] o&]
A Jdehle Aoz EFEAD e HEEFEC
F#el ol re ARAAL RE &M A

o] F F 7}z Marekimel ERB(EH R 2HEDM
o 9ol mEER RANERE don 2 ZR: B
FAARDE 259 BEd QE Aoz WEMY o
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NS S o
i T ~-—_’
e r 2 3 43
- MDV > AT ,
i T
vFuhH e - Sy \/\”us/ ) 27
e ;%Jd”ﬁ rsv‘,%ﬂ—’ﬁ*ft
A AR
(1> (2) ~
! N LE e bt
\ o 1B KB ok
SEAE
AN
FA 1487 8RN 2*waileron)
BT ik i
Bg14enE el \ e
A z iy —m ———————

2. % MDViz B RZESHE (BTHEIONAY Marekine RERL.

BE BE52 TRER oo, E2e Marekiie BT
Mgt e AEVRZHSBHEY Wahes MDVY #E
Be B £ RECEE BRE Aok, % 2
b 2o gAleyl] Marekiiel Btk BEe vlx:
HFfe 28 &4 ok ==t &7 4 & Marekii
o REHE E B Yol A EEEHES  ER
HES YA BTSN S84 BT 248 Rolstz
i

(1) R ERY . BARER T A Marekjg iz &3
#/EN BE, V5 AARYH AR BEHEY %
A &4 o] Folxl ), virus HEL oln] BE 24w
Fge el Wl A HRY & AAF A\ <
A8 virus®) #HE KR Ao R, zeims
BifRigel A8 viruse] HEE %453 HEML Aol E
s fie £2 viresd) EAMSEES HET
2
(2) HOEEG RY: . SRR RS ] WE
BER 55 F#&E BR 2 B4 B4dd. o %
2 3H A WA= 5~THd] virustifle HFel 2
2 28} s EEEc. BEel BEY virus
Bzt il & vk GEMBEgE) Bt virusrsl Ak
BREEEHRNC 2 Y00, @gSyos KO 2
AT BESE RS RS BABAMET BES
o 2 MEAEAd A RERE virus BT/ BETEKE
FETNA BE= e Aoz nlF4 o] fiffer} virusd] &
o9 EMiiE(target cellz H&= Aoz ElwH.
viruse] RS ol F BEAA &t d AN KE
RES #iEste Aoz EuRY Bls MMk 2

7

KA MK (macrophage)s) #inst dA S}, F# 2Ll
el A8 o] & Bk FEEHERE Y Bigkge gt
SBIEE FEfRshe] ol & #%Y EREEES R4
ok Bl A BITEREERSLS 29 UA
o REHRFRELS BERY BAE Fkdch o F HES
BEs e 284 o)== WEERT EEEEsIA
o] A zev BETY BBRMEEEL FER
Halgoll A == WEREMHC] B FEsA =
ok, REe] BEElE A9 2L DHESES FEER
P2 o} virusel 2§ ZpkMEEMEERG ] RigsE
= Az FEistd =3 BEERER virusEs Sl w9l
RES HRT + 35¢ ndFda 2o, HEERE
A A #EREE T A BES B WA 2E Marek
R ORENA BERE v REHHHRS o Ed Aoz
Nolul, oA Husl FHolL WEEY Bhd BEE
Roew AA4Rch

BRIEGHETAAE o] Sl St:MIERLAE kG Al
HIEA dold & Aot HiAAE ol g
RS Al Zatm glow oA o]dh T Akl B
el Kol =EA dolued MES BEY #a
£ Aolvh,

(3) Virus MfE : BRH% 457 18@RRtel FAmmEREC
& (buffy coat)st mifel A RS BiEE 54 9
A Mgl A MRESERRES SAR dold-
o}, virus [AE-S 8HO A HE #she virus MufE
¢ ER HEHEGS BAFERL AR AL vE
Ao = MDVS HEFHo] =& Aolvl,

(4) BT L) % BT EEMBEEFE)Y &

ok o
15—

[e)
&L Zol
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20l BE4: 4 (productive) B #:g (persistent) L
1~258 Abolell fAfERITE. & Bk viruse o] AL
el HHE o] BRG] EFERE o] Tk virus #i
K 9 AR AL FFES) AE 4 B £33 9
S Ee BES T MiEe BERERE, KESRS s
o s AR, FFE K2 FEBES W
EEAGS Bt 9 BE MEEs. JR S REAE
o WEEEH A dolur] od A o] 8
H, KA BEEo= Id KTHEES#H= 2
1;1_28).

(5) HbFEEBRD Bk HREARY SHERY 2
ok Holol HE HMEL FE B #ME WEREK
‘MDV#E ARG BRE e 2 HifRiAE st «f
2 B AR s %ﬁﬂ—% %lDP. ol &b 2o AL
B, B, OWE, B WO R BB A EEEs oo,

(6) R : RIBTHRS] A o FHEE olo
-7 & MEHEEES Marekimel 714 Feg ERY 3
7AR ol ek, z9) TR EEEES Mol ) Flke)
T B ol = BEH du. BEEE = F Sk
E#e] ok, F  HEIETEM:S# (lymphoproliferative
Tesion) o 24, ZAL o} @] HESHE KB
Bl U Fads EES = B, KEEREGnfl-
ammatory lesion) 2. 24 F= /IHEIRS MEMHR
ol ol Z ] = = WIEIERINE.] JdE HEREER
78] Elolvl, Payne %o ffifist: S15s%459) ul
=27 REEEEELS A-typex S48 Yor KE
AL BEY #H siek B-type =& C-typez #
ZE A Yol oE FEEE REF T Q%D EH
TS FIHREL AJEo R oln] 10HEHH ALY
BFELS ord R hHERR, FME, EELD M
w2 prE “MDER"=24 BEsCdE Ao #|
£l o A& fWie] o8- HA BEY HA7x &
B E A-type 89 1499l Aolch, MarekfFe] M
BE A S whsbA 2 Bl e Lol Bl
o] 2 THiMge o0, MDifilg: virus B4R
EMEFREMEE 4451 A5, HEHEMRES
o 29 Bieell d3 Pk A ofd & d=iA
9 Fsiol, BEd <A #iHel Schwann B
o I BENERT Y on4 o]A 2 = Schwann
MBS FEE A MRS 98A T =& MDV Bz %
Hel ol A EAEE JERREBERETA g5t Flo
2 fEsE geh, 2eW virus SR B MEELE
2 BEAYA = E®I AV M W $oz &
MEERES H5Iste] WEIBFBR] BIESA Ao

BRBEc Mareksf MiCHES] & il 1A i

JEEe 9% E HERfe BES 9dAA *
fsh_ M Marekigel QoA —kih MHEARE
o) Frko] 3hHs Y on] o] Q& Schwann MFELED}
5%4 BEERo) )9k %) Bifroady EHslE FH
Q) TWEEEe] WrH®, o T MEEMEE #HR=A
e (axon) ] B A&#Ye]l Wallerian B{Lz
Bl Aclehe B Seheo.

(7) WEERE (Lymphomatosis) | &k EIEHE
L B —WEA HE W) oln] fAEd o] il &
B oz &% gigshd s SHAYE Haihd A
BEWEEES = Al B8] WBNLE AHER,
B OB, 10, FIE 2 RGO, RIEMHEERE
o) FEolA olojd %7t dvh, Milsme 2 HEES
ABFSHEEN A Y B Eilsle HEREREA =
o]l JpEERAY FQlAF HiREEA EolF S SRS
#ibiyel ok, WEEMRE BamEkd Aoz ¥75% =
Tl » J=lA K4S Billge] vpt®, ol F
BEREERCER (B BE/t HEEY MRE
PEstA Rabe AosAE 44 ek mESMEER
o] RpENeRe] =g WEEMB miEdce e
= sl Qupes, HERERS A% R 4
£ b = F4ol o
Lo WEEMRE JEEAEme s MDVY R4
Row EEAT ok s RIS virus
DNA7} =z #if £l A HFBEAA virus  HF
virfon(582¢ virus T2 Ao mE 24 EAIA
Ferh. o] F Mle N sl REdbe] flon
Ao Y o] F (I EAUERMEA Mk
plagued Ea gl BUEEAERS Ao —EhE
9 BEmasr virus EEHEE Adehe A& e
ek, 2t g 2 BE A MR MDV gen-
ome equivalent?] gl 22~80¢] =}, genome equival~
ent7} g Hel A HAT BEHEHY Hodde RS
272 gl A8 ol —ER virus-HBENRE 5
e zloloh  MEIEREHRLMNAA S DNA=zS
HEYRNERS KEENA LT 5 HGI~IZNE
Vebg = e genome equivalent HE v Fa gl
o},

BE REEXED 9% MATSAztw o &-¥9l B
HREEAR] -2 WA WEEMEN A4 Marek
i WEIE Bk MRS HLAEN R (lymphoblastoid
cell line)d =& HEZAMMAA s QoHe, o) g}
2 #ERE Mareki® HEE T 2 Bfilgst B4
o] MATSAE AV AVA @& Mils EHigsA
o] Folal 13-& JEMY HMEFHRERLBERE T
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HRRES Aoz MDV genomed Ui gome 4
B 4 FiE=E = HEEY 4 (85) Mo TR
7Y Aoz wlolxla grt. o & WEM B B
st £48 ETY THE: SiEma e B
BRAVR A% 258 FEsts o4 virus #
ol A4 RESE BRENRKEMARRZ w0 X cp2,
#E] vaccineol] 3t fERgES MATSA #gsol
MD p58Eel glo] BER #Ele & Aol FEs:
PEET7L et s MDe Mg J3 BEL
BEEERIFARE 289 virus HESAF 34 4
e Aoz EElE PEEDE Y

EieEms Talked MATSAY BEsA o1 5
R R (host immunosurveillance mechanism)
& RPshE Ao= vol: (MBHA ¢ B,E TH
2 BREd 9 dos 33 YUk Powell“"’ W
ESFRERLHER A6 KEsle HEEANAY
MIEBERERE Hlstdch. 2eine WEES BE
th THile] 0T BgERel A€ ERHHA AL B
£ el E Ad Zolvh

WEEBEBES KR flol4 THEEY +%
B BHREY BAE JedE A o] mE
el Slol A gk RKmrdcol, BOBEEENA T#
e 2 HERY @Eind MG,

EEEd 82 nixle BF  MDd «g 2o a4
BHRAESS BTHE, BEERE SBRERE 2 8
RBEERME 12 RS 55 Ao, BRRIET
A o] ERWEE £43 BET HEMKE 94
dAE fRET Aot zEEe & Bigso X %
A0 BRREE(BTHE), MREERE Y 259
B EiEe]l f8E A=k

(1) BFHE  MDVe] HiEsls S@oz BAY
BT (maternal antibody)X R&E%ea} viruse] @i
HIEE DiFsle Aoz ol WEREGY WiHsE
MR RS S MEER. delA HEER
o glel ofd FHol & BT Bl AA At S %
R BT, %5t B, EEOBREY EE 9 W
EEMRS Rt 94 v BREEY virus e &
RS vl o] ® B 24 /M AAE EEme 9
e}, BIES = BEE of Wasx X mRegmk
Mt BMRY Aos #ESa YA, virus BEES
BAD o2l BITHB: BEERREN MRS
REEDMES REo =y KB U = virus o
9 HESBLEHBY BES BRHALD Aol

(2) BENEN  HAY BEEY & Aol Rz
Bt R84, ARG BEWY HEEY 54, mE

(EFfESA A o5 miggiels] 4@ RaHEN A
%) 4 FREREEEY WiEd A e o5 KiEke] 5
2 HEIEEES FED BES vlAA 34, Bl
BRENA Y virus MiE 4 R virus KEL ER
#% LiEe 2L i YdolA=E REEEREAA T o
4 Fow] z9f o] kL virus XK#E HES virus
SPAIES ST B cHBe, BB A SRR
o] Eiksla] Eeht AW Re virus ko] PE
e BETE WAL Ao HERY. BHES

A4S BEMBY BRne MR o4 ERMES &

B o] A A ARE RIEERE  fEsted o
o] =% BEY Aotk

MarekiF HEES EHRHREY EBTHEBESES
WERRY 84 el 4 Qo REdA BHE
A g AL BETESS] $Aiﬁﬁ{§i’r B ok
Hopb, fiEge] FETAA RYsEEe 548 RS
BUE ] AstA BESAE s A8 A il
ol gl Hoz xolTt,

(3) EEMEHLY: | BEMESE R 2 ﬁ@‘iﬁ
Ptk o TEES Sl A Baste ARHE vitus
miEe] (Ekeed EKES virus pRHEES BE o
9iel, Sharma 5™0& Rt BERS e #Ed
F#e) RIS WSk flor, o BWEIA SRR
He SEEMEFET MR SRgbike] FEUR
o delA FEEA ot METRT KRR
gRA Bos = RS ARERE] RIS As #
EA e,

(4) Virusfk : S to) #85 e o= virusk
L &8 MarekF g, ©HE #Ee &8 MarekiFes B
Zehd =oE e BERES YR A SEch SR
Big virusifl WEEAR) WG &HTH™H
= A Bl A BRI virus AR oS EKkE
o= FWELP. FL FEME virushz BRI B
FZERoL MEEMRS @&ste 4™ dd= 29
7L virus $kEol BERME « o FREMYozE KR
A G BlLEpEES AVE Ao #Ed 2
o] 9} Z& HEHithel T =L g ME(LEHL] At
of Al oA Tsch

#8 : MarekiF& BEE EfiEe] o= 2 virus
E 2mom w4 goz kPMigsle o= Bl
Foe 2e olul 2¥E FREEM)ANA £RH2= &
BHA ke, o virusk vt BEERERCA B
gupe] MIEEE virusE E4SHF s RIS
A HiElE Byl vl Ee WEY BRite
AUe EedA deP Fob 2 Biikel #RE &
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doh 28 22 PES o2 gl A4 BEEA %
Aol Bffro] WarElA]l glelseo,

MDVe] Fijeo] Marekiie] ERRAEZ =717 Hlds =k
9 MBS REAE ddE 3K BFL 58 BEgEs
ot 5 virustk, THES) EEOEK R BEY B4l 2
AEolv o] AEe FAAE olv] & ikl HE
< "R E BFHEAA walgch HHE il A9 Ma-
rekfF virust HWER EBERME) v ZAAA%EH
REHEY R ol =27 7kA] &#kstel. HEE: virustis
FRE Y virusikel] HaA o B2 BEAL B8
A B A Ept THESY hBghsEe] virustk
9] 2R fiste Aow HEES L 9. o]t e
BRI virustk: KELEAA £33 EERKHRoz d
g FAYcl. HES virusikd HEERS B4
Az o2 KELEEC A BERERER o] EER
HES e =3 i viruskhad 2o FATER
o REH: virusihe] HiES: BARERES WREI
Aozt BHECT BEsE2 I

Marekifel < EMEOKGAES T o) ofg &
skt & @R n vk old 2 B MEkE
o] AV mi EHUERM o2 TH Y MABREMRE.]
o} 7re] MDVE # giflsle Ao = nlFo] —pal
k0] 7] Mrhe KL et Aoz waH
ou] Wil whel o] MEAVEEIES] FEUIKTE (bu-
rsectomy)d] A x #BEHA ¢& AL HEBREHE
7F A% ol T MR BT BEd Ao
2 el R BRI KL BORERS o
o ERTEETY 7Efeele] HERS moused] 42 H-Z%
1} 2 Ao 49 HLAFS S Bk #Ed S
W, RS FAERE BIIRYIMRME (thymectomy)el
A gAY RY= Ers FEYRE oFd B
#e v K2 Eh: A THRKEREERT BB
EFdE& e 2o

S8 O FRBHIERE : 3k MDol o] st {LERRTREHYER]
8 Weest @E™s 1 givl, & E# benzimidazole
(AUS)7} virus®) BEE BHikskA & X3 EEEE
< ooz Bikgche Aelvh. =3k MDY By B
HE E}"ﬂ'{&?‘:}-ﬁ% statolon B 443K interferong $rEadto.
2A BT B3E AFAcke Aol s,

B9 gitiglol MDIZRe A9 A BBt o] W
o W& fvirus vaccined] REhEYl BAZE ofgd
2 #ESAfbel v1, BbiEE L B 2itAnve s FIH
3 glen], MDY AL 80%LLE BA=. FA
o] B A9 broiler BEBEES S 19704 1.6%
Al A- 197540l = 0.3% 2 ol Fubs®. A7 £3

BEA.

5= vaccine® L& 4 herpesvirus(HVT) =4
ol AL 1R#Y R =i FHrAe s, o]
virus® F#t LRl A 2T FEiR ke o BT
Epyo = MDVe] % lsle}, ¢ vaccmed MDV
o] 3 ER(dual infection) s =) & X3kA% HE
JEMER S ks, webd B mirslz =4
yresl go APEES Ed]4 HVTY MDVE ¥4 A
A =DeHEERR), FER A4 Bt =
< MEd 2 mAre BEEE 5 de A2 (F
it MDERHEW) o) A& gl A= Bk ERT ¥
S} 7o) BB DAl obd-E VEhiE R
o}, virus F-& EEERHEY o= Ad HES = A
BRI Bohd BME BHL gk

BiFe] Wges #Miks HVT 9 mpimiaiame) 2
MRS HEwetL glor] = WAL virus vaccine
= BES HRATE ol Wz virus BIGERS
ZaIEY WEE =x HLY® K glutaraldehyde
= FERR MD sk OERERLAITs $i virus
S} PEE IS 5 shx) BIEE el g8 A Bt
= Ax g Rer. 29 2 ER vaccines g
ZikS Bhe virus BEEe] W= BERS o ok e
A "k AFel A8 B vaccined 913 modeld #HE
i gl Hol

a3 MDe] stk BelAE EFT #Rel RV
L sh) old E FkaE EESe] Al Xieh g4
THESE hEsedd AT Jikd B 2 M
BRERES 95 BT Y e 1 RS VT
23 gvh, zeh) MDel A8 fivirustk H HER
PAIERES Woes 9% A= PR kel REE
[EM, BT MDMEIEES # 2 REd Bas
Hgeshy] Slar WEEAE € #EBEY AR 52 4
one o B el EEHES RHT ol =
& MD#Ee] Az A= FiEsiAl 2 Zloj .

=

o

2] WEES Ha A9 =E re T oA £
BRS Mty 97 SEel BE g4 RS
ook, zE} ol T el ARE WET oHE BE
Al A WEMETERS ST 2 Jhx REEN R EEY
modeld” & REEFE LTk o] 9} 2 Y BRELS
WES EBRERS TA J3v. B modelz A
g0 Al mi= o WA B A ERT HESMmE
BWEE A3 dA 7] W Eel g virus HEERE
o) FEE AVstEd o] =% BEHS Aotk
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Abstraet

Two diotinot lymphomatous diseases occur in the field in domestic fowl: Lymphoid leukosis,
-which is caused by an oncornavirus and Marek’s disease, which is caused by a herpesvirus.
“They are the most common neoplastic diseases of the chicken, and Marek’s disease, before the
advent of vaccination in 1971, was the commonest cause of mortality in commercial fowl.

Nearly all of the research work on the avian lymphomas has been stimulated by the indus-
trial need to control two common diseases of fowl. The findings however are of wider biome-
dical interest, since these diseases provide several pathological and epidemiological models for
lymphomagenesis in other species, including man. As models, fowls are of most importance in
illuminating the principles of viral lymphomagenesis, for they have no exact pathological coun-
terparts in man or other mammals.

In this paper, I shall attempt to review the recent works on pathogenesis of lymphoid leuk-
osis and Marek’s disease in detail and other aspects only briefly.
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