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3. EMILRZAYIASILA 8B/ HRT ANIERE
ANIVRZAJALIVAERSG >

BH ORE WO Kb £+ B

1) KSHV #R £ TORE

R AV 2ADFERLEIH S, &R IANE (Kaposi’ s sar-
coma ; KS) OFREIZBEGEMER T, B ATEIANVAD
BE»EEbh Tz, Zhud, KS OFENRE L 728
KRR LTV 25 TH L. EFMHZHRT 7Y A L
W R OE %2 Th -7z, BRERESSERE (=4
) OB E I, KSid A4 ZfER 5 B R EYLE &
LCHEH SN2, KSRRAMEEO LA ZEFIEPL
(19854E D 7 2 1) 7 TIER50%), MAHEHICBT 5%
EIXEETH o7z (1%UT). TOHD KSHEGET
HHFEEBRIE LTz, 19944FEKE 1 2 ET7 KED
Yuan Chang 513, KS#l#k25 KSHV/HHV-8 D@L T
Wi % RDA (representational differenceanalysis) 12
XDGEEL7Y. RDABERY T VN2 v a vy EO1HTH
D, 1A OGNS EERERE 6/ ON
AHHIREEZR %2 PCRIC X D3R L, W 09MRR IR 10
\ZHF1ES % DNA W 2 0l 2 b O TH B, 2D DNA
Wi HWT, SHICEEEY A VADNADGHES 1
7220 2D AV AIIANIVARZ Y AV A 2 HiE} (rhadinovi-
rus) (2J& L, Epstein—Barr virus (EBV) @ %\ & herpes-
virus saimiri (HVS) &#HFMEZRL, BBAZ A VATH
5T EDRBEENTZ. T OBROIEF B S, HHV-
81X HIV B % b 2 Wili iy 722 KS, HIV &g % 1 9
KSOERNT A NVATHE I EDVIIITHNTHLHEEZD
n<CTwb. F72, primary effusion lymphoma (PEL), mul-

PR - KEEBRERZERATIER - EB YR S
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ticentric Castleman’s disease (MCD) DO3$HEIC S Bb - T
WBHZEDHRLRIBENTVS, KRBT, A VICH
5.9 2% KSHV # 1= T O#hE % H01C KSHV 122 W TR
3 5.

2) HHV- 8BRS

2-1 HARINEE

AR VRE (Kaposi's sarcoma ; KS) 12 A ¥ ¥ KVl
&R o34 5E, b OIS RAE & BB AR 2 AR 5
5. A Y VM EEME Z 2 S5 Tnb25, €0
EIFEIRIAHTH S, ZL DAY Y FIVHITLIEY » 3Nk
~—A—%FEHL, —HEEEN, ~survr—Y, B&
OB LMo~ — 7 =258 L TwaY, Dlkrs, AY
v R VKRR ORIEIZ % bR BRI & i S Tw B,
BURIEWZ 212, FI o KS TiE, $10%0 A ¥ ¥ FIVHl
JOARBKSHV BFHETH D, 37 7 74 VIR
M54 sLEIZONTVWEY, =T, BH®OKSTIEY
90% DAY ¥ FVHIlass KSHY Btk Th 5.

SHHOKS 2SN T W5, i i oENICE
{, #ITOMEBRTEMAIKS, 77 HD/NBIZE W, V)
VOSHITRE B E VAT W KS, F LTI A KLk
I X DEREDKS TH 5.

2-2 EFMEsHMY VIE (primary effusion lymphoma
; PEL)

A7 BN o) JETH S, CD45, CD20kEMET,
%IEITT) Y OFRERAEEO 5D, EEIIEES T,
W, JOgE, EEEoBHMEY VS TH B, KSHLRkH IS
&, ¥¥H1a¥—o KSHV 7/ 25838 & 575 PEL
MR IZ1340-80T ¥ —fF7E 5. K4 @ PEL B
HIV BT, MEORERTRETH . Tz, H80%
@ PEL i1 EBV 2 H#HE L TGERIER L T 5.

2-3 Multicentric Castleman’s disease (MCD)
HHV-8 B MCD & HHV-8 &t MCD 285 5.
HHV-8 Btk ® MCD 1ZTEE 38k MCD & IFFiEh, K& 7%
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WHEFEHROMB 2 MM 5. BEMILZS 7 0 4T,
F 4 —7 B %iiRE 3 5. HIV B HHV- 8 Btk o MCD
M%<, TOMCDIZLITLIZ L Y BRI Gk ~
INIEVCHEAT T B

3) KSHV &/ L

HHV-8 %7/ A 13#140kb C, 12 = F800bp ® ¥ —
35V ¥— b (Terminal repeat : TR) 12 & o CTHlj¥mas
WEN, P THITkb TH 5%, HHV-81Z4 % & b
81® ORF (open reading frame) %$#>. HHV-8 ® ORF
13 herpesvirus saimiri (HVS) & &\ 3 » 7 = — (synteny ;
frE M FEE) 28> T, B, 810 ORF Hi661% HVS
® ORF EMAEZFH, »2ZNLDT A VAT ) AL
OfiiEd (ORF 2 & ORF70% B\ C) W—THhb. Th
5® ORF 3 EM» SIEFE»MF T 5N, F-HVSDKE
O DGR SN TS Bl 21X, v S IEFEFIC
CBP, ssDBP, gB 7% ¥). 7272L, HVS® ORF1 & ORF
3ITHIRT % #IET % HHV- 8 1dF> T Ao T, HHV
-8 ®» ORF I ORF4 2 blh % 5. %7z, MF %% D ORF
12 ORF75CH 5. —F T, HHV-8 IZ[EA 7 ORF I35 IZ
K ZfH Cams i 5h7z (K1-K15). K11k ORF 4
XD LEmICAET A, BREWT &12, KSHV I3HE 7 4
WATHAEDIZH D05, EBV @ Epstein—Barr nuclear
antigens (EBNAs), latent membrane protein1 (LMP 1),
HVSO +J v A7 4 — 3 v 7EACHENEZ2RTEET
BFRWZESRhTuRWY, BOANVRZT L VR LITRER
D, HHV-813Z K DI E#ETFOFER T 2 FHD. TO
RERZDELD, EBVOLMP1ICE > CTHEEINL
END, IMP1ORDLYIZIRSHEERTFZMY AAL
LEZBDE LN,

4) BRERERBEL

DNV RZ T A4 VA EFER, HHV-8 134 < O &G
iz BWT, #REY: (latent infection) LTHEY, T&
AETANVZAEEAL TR, ZORETIE, 74V R
32 ABBIRDNA (¥ Y —24) ELTHNICHRSM
TW5., BRIRYGEECIE TR $HIB CEB A - TRIKDNA 2
o TWwh, AR Gt s &, B (ytic
infection) IZBATL, WA NAEZELET LD, 74V AR
TWIZIY A F N5 2 REEHIKR DNA (X7 1 )V X DNA K
X5 —HFIZX o THKENS. KSHV @ Rta(Lyta, ORF
50) 2SRRI 2 FHES 5 DILE YO+ TH B, Rta
FHRERTFTHY, AL IANVATOE—F —DFEH%
FHET 5. H21E, PAN (nut-1), ORF578 X O'H4H
HO7TaE—5—%ETHA.

5) BREERRERDT

Lantency-associated nucler antigen 1 (ORF73,LANA-1)

(VA NVR E52% 25,

LANA- T B RIBGRFICRHA L T2 8L 2wy A v

AEHD1DOTH Y, KS, PEL O TLMIIFEIHL T
W5, RGO 2 V2 SotbukE TRIB S S T
PUERT, BWNICF Y PRICEBEL TV 5. o~V ZY
AV Ak, HHV-8 1 2 RgHEIK (=¥ V' —2A) DNA
LT, BgMifahc, M- HEREN 525, LANA-1
ZC OFRBEGBEO T — AR - MEFRICES L Tw
%. KSHV O TR # i8> 75 2 3 Fid, LANA-1 %
FHL-MBHRTORRMBERIBERL, RIMMERS N
5”7 LANAIZZO TR ICHEEMAT 5. 1TRZ=v b
WX LANA- 1 AR R L b 22oh 0, BIIM (%
BRE LTiE 3EM) oy —afHRcEad e ed 2
TRZ=v FHFREEL SR BY, LANA 2511007 3 /&
DEHTH H25, CHilZid DNA #EAES, Nicizs o
E — A FEAES] (Chromosome binding site ; CBS) A%
FEEINRTWAD, PRESZ)E— MEELZED. CHo
DNA AR B LN MO 7 0 €Y — A GEHHDS, T
Y — AEEEEIC I TH D 2 EATRIBE N TV 5.
—HT, FRESOY = MEEIZ T YV — 2RI
HTIE WA R SR TWwWA. Nt CBS #&k%& L
CERRE 70V - AREEACA N HL EOMEY
YT PEMEOLE Y — ARG R IET 5 2 &
5, LANA-1 & §fafk e OfE G0 E- D % I3l 75 2L
WZPED) TV — A OG5 IRICHE T 5 2 LAR R I T
Ww5Y, JIL, LANA-1 OEZELEEO 121 E 7/ VAL
UV — A P fRICB XD L2 ETH D L9 7.

IV — A DA, LANA-1 34k 4 2 i hE
FoTwa, iHHIbE ras L1 LT, LANA-1 128018
JaW T v MMESFMIBZ NS Y A7+ — 243 5. LANA
-~ LIEMHIN T Rb & #E& L, E2F 2L 5.
72, po3E (AL, TRF—VAEMHITEY. Zofl
BROMBRER LHEAT A I LPARINTVS.

v—-Cyclin (Orf72)

KSHV, HVS, HVA (herpesvirus ateles) (&t b D #l+4-
A7) YOREAT % I—FLTW5, KSHV @ v—Cyclin
FERIE G ICRB T 28T THY, LANA-1 EFHU
TUE—F —IZX o THHETHH, LANA-1 LIFRLD,
ATFGA T T %ZTRNA 2 SHRENS. Cyclin D
2 L HEKEIZ, v—Cyclin d CDK6 &£#EA& L, Rbz Y V[
tL, E2F 2 & & 5 2% v—Cyclin & CDK 6 D&
k1%, Cyclin D2 &135¢7% V), CDK il (p16INK 4 A,
p21CIP 1, p27KIP 1 )2 X 283 L CIPiETH 2.
v—Cyeclin % &1L OIS HH] T 5 &, SHICRAT
5, 72, MBEHRICEAT S L SHIZERESES.

v-FLIP (K13)
KSHV @ v—FLIP i&, HVS ® ORF71, EHV-2 (equine
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herpesvirus—2) ® E 8 3 & UF Molluscum contagiosum vi-
rus MCI59&E FHCARIAEZ #60. Zhbid, M&ENT 5
7% — FADD & FLICE (casapase 8 ) @ death effector do-
mains (DEDs) & M % &2, v-FLIP (FLICE-inhibi-
tory protein) O#ia+RET 7 ¢-FLIP |21%, 2D 7 +
— A, FLIPs & FLIP(L), 381 5 LT\ 5. FILPs & v—
FLIP & death =7 = 7 ¥ — F X £ ¥ O A% D, FLIP (L)
BEMATHF Y A= (TuT7—E) AL v 2fo.
INBidwghd FADD A L, death 7K (Fas,
TNFR-1, TRAMP, TRAIL-R) #A#-L7z7Rr=T R
T FEZBITHINT 5.

K15

K153 12 i 5 i & 2 785, EBV @ LMP-2 A L ##
EEEBL TR, WHIETIA VAT ) A EOMESDS
Ay b r—x 7y VHEICBWTHHUL T 5.
K15i3 P (predominant) & M (minor) @ 2 ffi $H @ £% 5\
THRALTWS, KI5 SH2, SH3, TRAF (TNFR-as-
sociated factor) #&&#HIK % FE-> T 5. K15i3 NF«B %
WAL 555, DR, TRAF & #HIETZ oG Abic
M5 LTwas. ¥/, BHiRZEERIrLDOY 7 FIVREE
T 2 HITREN TN B,

K12

K12 (Kaposin A) X607 I /BEO/NE R BUKTEATD
4. KI2IZBHEF Bk Rat-3 %2 b5 Y 2 74— & L,
CDOFNF VAT —LHIEX— P RIZBWT, I
CEAPHERZIERT Y. COFF VA2 ) S MIET
» KS #likd L O°PEL, MCD THEREBIPBE SRS, K
12120.7kb @ mRNA % 5 #R E L % 2%, Z ® mRNA 2
Sk 3HHEoOERASTHREINS., SHEOHT, Y0&kH
DEBEOT VHBOFTHIREN TV D00V TIEAR
HTH 5.

6) BEERRBEDRT

VIRFs [Viralinterferon (IFN) regulatory factors]
IFN-0 28 KS OifR# S L L TARITH A H M SN T
w5, 184 % —7xzuar (IFN-o, IFN-B) & PEL
MBS BT 274 VABBOFEL WM T 5. IRF X
IFN IC X 2 BIZFRBEZMA T2 L 2BERTFTH S
75, KSHV IZ 4D IRFAEQ /%2 23— FLTWw5h,
Fh 6%, vIRF-1, vIRF-2, vIRF-3, vIRF-4T&
b, INHiE, ATIA T Ik o TEMIERED. 5
‘L7 AVv-IRF ® DNAK G#HIE%EZ 3 =7V »23C
WA (interaction domain) 22— KFLTw5b. Zh
bDATIA YV ZDENIZE 5T, DNA G HIE % B
TNy 7Y RBRBELTWE. T2, ThHD0EHR
IR RE 2R T, vIRF-1 3 IRF KA M0 RS
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WAL Z T A2 LIk o T1IMB L O2HIFN (y-
IFN) o 2 %4 57, %72, vIRF-11Z TNF 2 X
LBIRFANLETEIN—Y2BMHET L. 2K, IRF
I2X 5 DNAKEZIHTHDOTIELRL, £L LTIRF
DA77 FR—=%—CBP & p300%xBiA3T5ZLI2EoT
i3 %", vIRF-1 O#EEIIENIH3 T3 Mgz b5
VAT =41, ZOMBEKIERX— <Y A THEE %K
5™, VIRFs (& IEMEGN L - THRBAHIRT 557, 3
fi¥H o vIRF (v-IRF-2, LANA-2, K1) (&R &g
REED PEL Mifak, PEL 3£ 052 MCD TH B LT 5.

K1

K 113279-2897 3 / MRS Bl BUpE &2 11 <, Mifw st
WIZTATA VICEAR, REZFQTY) V- 5 A FHICHE
TExF>. $7% 5 KSHV 5 #Epk B T ARE B v, K1
R OMMESFME S AT =0T 5, L L
A5, KIEHEREBEFICIRBE S Twiwv, K11
HERENY ITAM (immunoreceptor tyrosine—besed activation
motif) 2o TWwaY, ZOEF—7%HL T, K1iEB
MBI BT B Syk A L72Y 7 F WV REZ B
1LL, ZORH%EZ I L TIE R NF«B & %\ & NF-AT
#WEMALT 5. K11k BMilgpiE=2k (BCR) #HEKRD
FHEKTSE2?. OB, K11EBCROESH (u) I
#ie L, BCREAERZ/NBEIIRET S, 2D BCR D%
UK T, KSHV IZH$ % THIRBOEELZ M55 &
HEESN TS,

K3& K5

K3EL K537 3I/BLANLVTUO%E—TH5b. MHlE
HIZMHC 7 S AT OB EZMET &4, CTLIC K 2%
ZHMXELZENTES. K3EK5WCXAMHC Y 5
ZIDORBPILY FH A4 b= ZADHHEIZE B2, &5
12, K5 IZHLA-A - BOFEHIET ¢, K3 1L HLA-
C &-EDRBLIET &8 5. HLA-C & HLA-E O5BUK
T NK MBI x4 5 KSHV BEgelin o 5 &% M % 353
T5ZLIChB05, NKMEOY 77 FTH 5 ICAM-1
L B7-2 (CD86) OFME K5MPMETEELZ LIk o
T, NK MO REE A m# L Tw5.

BT AR LD 3HEOKS L K5 DFE
U7 0H5H. CNLOBRIIAHTH LA, 2hd b iz,
MRFREEADOT Y K4 b= RIS 5 2 & AHEE
TE, 5HBOEEVHHFINS.

VGPCR (Viral G-protein—coupled receptor)

Bex 72 y2 & DED B~V AT 4 )V A HSGPCR IZAH
% FFo#IET#3—F L Twb. KSHV vGPCR B L O
HVS (herpesvirus Saimili) (& IL-8 V& 7% —T# % CXCR
1 & CXCR2 (2 dMAMEZRST™. F72, FEBIZIL-8
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LiERT A, EWRTENIA )T I —LIZRRD, )
A FELTHEFSEEILL TWw5b. vGPCRIZ K 5
THMEibsEn sy 27+ 0% E LT, cJun N-terminal
kinase/p38 mitogen—activated protein kinase (JNK/
MAPK), 7us A ¥+ F%J+—+¥C, PKB/AKT, 1lyn
R EMNHMBN TS, vGPCR i3 NIH 3 T 3 Mg % sl
WTrI Y A74 =241, bTYRAT7+—4 L7k
X—= R AZBCWTEE2EL7. LiEOY 7 F VR0
WHALD, CONTF AT+ — A=Y a VICHE5T 5 L%
AbHNTWVS,

KS XM H A E A 72K E 2”25, AIDSKS H
K DOMBAS vascular endothelial growth factor (VEGF)
WL, TOVEGF A4 — N7 74 Y¥HHKT & LT
FERET A 2 & B L MEHEZ ST 5 2 LA s T
5. vGPCR 1X VEGF @3Bl % #5389 5. v-GPCR ®
IV ATV 2=y 7= RIXKSKDNES 2 3IET 5%,
VGPCR IV LD X HIZKS OFERHITESBE G T5 &
EZONTWAD. 7272, vGPCR I HEARMYIT L5 I & Y s
WHRBAPFEINLIEETTHY, KSEEICBITSLID
BIETOBERIIZOL A2 LELT 5.

vIL-6

vIL-613 & N IL-6 £25% D MA %2 # 5, IL-6 K47
PERI Rk O B Gl & MEFF T & A2, vIL-6 1% gpl30& AL
THEM L, STAT1, STAT3 B & Wjak1 % iF AL §
V. ZOB, IL-6 L3RR D, vIL-61XIL-6 B K o
BAELEE L, vIL-6 2 #F 53 L7 NIH 3 T 3 filfg
ZRX— Py ACBHT 5L, MEIEA LS Z K
L, O AY—FEaryra— vy BH#ELTY
oo F72, SO ATIE, BIMAEEL, BEMON
m, FFERE, %27 o stfEs a7 L L ATEIE S
7. ZOEHICHWTIZ VEGEF OZEHAE#EL, Zh
MIMEFEOEHEICHEG T 5 L E z bhie.

A% o PEL #fifid, PEL fiflatkds L OFKS TO A vIL-6
DOFEBOMB S 5. TPA T PEL Mgz B4 2L, vIL-
6 DFBOBFEIND. HE-> T, LRI VIL-613E
IRIEG T BB T CHAH. L LeA s, KSHY Btko
MCD 2B W T, BREREIETH VIL-6 2 3B L TH
D, ZOWHRNDOEGATREINT NS,

7) &b

19944E 2T A W ABIRTF W R AR SN, Zo#%ELIZ
LA KSHV WFRIZEA TS, 41, w4 VA,
BIRIEG, B O TREOEENRHINLZ L, £
NODT ANV ABYIED B \MIFEH ¥ OB 2SO 5
RN B 2 LB L 2.
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