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Ik EC RIRE AH 889299 B ( Kaposi's sarcoma as-
sociated herpesvirus, KSHV) , NI NI 55 8
R R — PO DNA R 3E, S BUS L I
2 g, B R 9% G R 98 ( Kaposis sarcoma, KS )
I R | H ZRIWhy Be 1k 22 e MEBRE AR BB IR 45 P B
MR KSHV 745 A # AL Tk
L PR B AR A A% BT 5L (latency-associat-
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1.1 KSHV KSHV J&—Fh 80, 1] F 28 KS
L REPEIRE . KSHV JE R4 4% — 4~ K2 140
kb K A e g A 2 B DXRD R I 725 GC 5 i 1 AR b
A3 52 791 (terminal repeat units, TR) | %171
TR BREAR 1 FRIA W R ] e 7 Ak [ A A
TN AR — A FRMR AR A IR, 157 25 1) B S
THIFRE T R S PR, TovEAEE A B 8 U B2 A2 1
WA I A AN R 2 S A R AR T — U
B MU AR R E T EIAR AR — R R AR
IR HE LI 1 32 0 G SN, PRAIE T 5 B SE R 41
AL

1.2 KS  KS & Fs BE il 8 1k B A= vk i o B
S0 e Y AR, R VR T UK L PN R A, AR AE RN
(AR INL A 26 1A SRR AT, EL A R B 18 B B 2 i ]
W R H R BT A HE K AR 4 i K
A YRR B, Bl SR I R PR A0 AL
IO, e AR W] A A I 4 R R AR
LV, A R IR AT LA 25T I R Bk fo e ik
| JAE A A TR A REAR

1.3 LANA EEFIZEH LANA B2—F&A 1162
AEIERR , 220 ~ 230 kDa K/N L INREHE (R, 4
N i, G A g SR A S R Ay TR W T Y
HIT . C oIS I RS KSHY J& 4L %57 TR
FPONZE A, & SR N i i Y 8 T 245 5 45
F4J35%, ( chromatin-binding domain, CBD) 515 F 4t {4
X, A KSHV PR 241 g = 3 R 08 il —
AEEARGER , 4 R AT 22 03 340 A
i EYe ok 1 KSHV 3 R4 W] k4742 il i 15
KSHV FE R4 £ 2 A7 76 T-15 F M, iX & LANA
HREER IR —, BT 4% A& Z 5k,
LANA 30 AT DL 55 2 o 0461 28 (A 45 5 B
IR SO ER (AR VE FH L KAk, LANA A
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502 1 A A A B T T B R kR G, BB
PRIUE KSHV [ AFALE, B, 78 KSHY 375 AR )
1], LANA fE S —Fh i B 36k HAE T2 /9 308 &
Fi, 75 KSHV &Y i & ALl i & 42 O AE

2 LANA HI{ERHLF

2.1 NESBESEH  KSHV AR EE 765
JEA Ty B AE ) T 2548 R AR B B AR 7E , TR B
PRAFA BR 06 75 5L R B A, AS 7 A e v 1R, i
ERBFFET GE B, LANA DA 3240 i b i 21 & B
H2A F1 H2B (H2A/B) My i 4% 5., 606 7 A B 4%
GG iR I, 578 E40H DNA (R i35 2
R R A BB A U A A, BR T
FAEA, LANA 3 A B PR A o 5 36
LH AR ] DR UE 25 0 A T R0 R R Y AR
ELH

2.1.1 REHIDKREEEREG 1 (nucleosome assem-
bly protein 1,NAP1) NAPILI E#%/MA A 1
IS 22—, B 391 > S B R 8 1 A1, 7 i Sk Fn
DNA il h &4 T 418 (A 45 & A/ ME Y1 3 % £
FPER] . BEHERIAE S I I  NAPIL] 2355 LA-
NA EHPHEIE CBD MERAmMES, 564
NAPIL1 /) LANA &[54 T KSHY 19 TR X 5
FESH LA, I & 8 NAPILL 1Y % ) 5 4 3 4k
FAS 78 KSHV R il i A2 rp, B 7 652 & il
ZHEH , NAPTLL o m] DA 95 35 Jk R g e 5 Ak, FRAIG
G, SRR R S R 5 St s D R T
A 0% KSHV FR2 b TR IIRAS . 7E LA-
NA I RZEEMERA T, NAPLLL 38 1] A0 i35 4 5
KR 3 F 197 58, I RTA I K1 L9 B 1]
NAPIL1 5 LANA —F kR, RTA J3 8+ H K1 J5
P2 R OB i i T N (N 11 i B NG 2 R T B 2
JEH NAPILL 3R U [ 3006 7 p300 5 H e 418 A
E AR T8, XEEMFICIER T LANA 554
1) NAP1L1 7E98 5 F853 a sh 5% skt ot S B 3% 52 1l
) E

2.1.2 FRARGEMAFRTLESE HERER DR,
TETS AR GL 18] LANA 5 1 5 KSHY B2 TR 7
B 554G RO, Bl LANA DNA %5438 ( DNA binding
domain, DBD) , 23JE AL 4G AR | R AR R e {4k
FLRR B SRR AE KSHV (94 i L 72
W LANA ZERIKGE S TR XK BB 454 b5 7 55
i A R AR P BN IX, W IR AR A %A
FXREE DNA &l F 5 B fe A EEAEH, [H

i, SRR LSRG 0T LA Sl ORF73 JEIN %G 5%
15 KSHV FER 21/ TR 75151 ORFT3 741 Z [ A7 1
— AN R Y 3 5 A4 42 41 3K ( chromatin conformation
capture ,3C) i) DNA 3 IZ IR 2544 1] DA 8048+ 9%
BRIV RG2S A L5 F 7T LAGE 1% DNA 3R 9JE
i, # LANA DBD R MEERIKZ ) LANA 5 TR
G55 MRS E VE T R 0 B 2k K 4 5 & 2F 4, DNA
Moy O, TRIELEAE A0 b 5 nEH i, 1t
#h,3C DNA FRULATRE 225, DA 15 2 JE 25 1 £K 9
HEAE BRI, JC s L AR AW AR . LANA
DBD ZE R 450 (1) 52 e Vi 23 52 i KSHY /9 42 il g
71, T B SR R AR EE A T LAAE RLIR S B DNA 1A
ROGEFE RIS E YL BT, DI A B I 1] 1 ¢
SRR . IR RIS Mt ] DU % IMA S &
PRAG B, 38T e il LANA 35 1 5%/ MAZS & 1Y fig
Bt R AL LANA 2 12545 T4 3 DNA R i
VNS RENIUE S DN

2.2 RMESE el B R KS g —4
HER A KS R - L B Bt A A v I AL
RIZH 2R 2 AR A R I Oy 14 2 B 3 A 2020 L 2 AN
AR M, — e & I8 7 Az e — ol 2 i 2% fi
P AR R B (BAERR R D0 T |, 1M 849 A= B i
Sepb— N E G . KSHV Lt 2 il i 5 £
LA A AR B R 7, B4 48 P9 B2 AR KR (vascu-
lar endothelial growth factor, VEGF ) | il P4 1% £F 4k 41
ffiA= K A F ( basic fibroblast growth factor, b-FGF) |
MAEA LR -2 55, LA FAS 6] 1) 430 7 20355 5 1l 4
AR SRR A A7 A R T KSHY [5ERS ik
TN ER S 15 , ) R 2 Ay e e A a4 A1 R o, £
b 20 L 3 L FNEL RS

2.2.1 LEiAEREAKEF AL MR T (epidermal
growth factor-like domain 7 ,EGFL7) EGFL7 j&—F#
R L A AR L PR, A R A LA P BRI 3R )R
T VEGF Z 5, EGFLT T8 N B¢ P A2 w47 v JEE b
A RS SO T B0 B 0 148 AR RN PN B 4
WA, BETE R SRR R KS iR A
EGFL7 /K F-THE, H LANA £k 2 S 8% K 7
P FE R, LANA XF EGFL7 2% 3k (1 14 45 % B
B B A8 T A OC 2R 1 ( death-associated protein,,
Daxx) , FAk Daxx 5 EGFL7 E‘J?ﬁﬁ, M D Daxx
XFF EGFLT B /E . Daxx S — 2 Uy fiE
F, A5 2 s EAME 145G, 2 50 S
T2 ZFh AN NG 80, Daxx 3 3 5 & 205 240 I s i
7 F26 L A [A] P4 1 (avian erythroblastosis virus
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E26 oncogene homolog 1, Ets-1) ZE O MU Ets-1
T, Ets-1 42 1F 45 EGFLT 63k T /5 A% O 7 5%
PHF, T LANA Glu/ Asp Z5#385 Daxx 255 )5, B
A XF Daxx FPF B RE 77 LA BOH B HXT Ets-1 A0 I/
FHRYRE F1, Co-1P 4 328 E I 5 461 F6 B LANA
5 Daxx E"Jéf':f/a\@iﬁﬁT Daxx 5 Ets-1 Z[a] [ EE £ ,1%
EGFL7 35 F il A il 48 () A= BUFn P Bz 400 i 7 A=
K BRI Z A0, ISR UE I 2 LANA E (1 d #£ ik
Bf AR S T 3k 1 TR P Daxx , 14 [ 25 51 I8
PE Daxx, MR T AHICIG PRIGYT IOMERE o R 1 fi2 il
BN EGFLT 05 5 Mg i E K M, b
PRIFSE S W KSHV BEYL B J5 & PR35 Mtk e e
41 s ( BC3 #1 BCBL1) i EGFL7 #EH FiM, 3R EG-
FL7 Rl RETE KSHV 53 B g rhi AR
2.2.2 LSR5 B -F-1 (hypoxia inducible fac-
tor-1, HIF-1)  HIF-1 Ifil & 4= i K F 1 4 8 36 35
B9 BV FEFIAE 1Y o WIELH A, o WV FEHE 1F 4R
5K IR AERE  (HAEAR A 5K 7 PR B — L 0 1Y S
WARKNFER FRE ., KSHV &S, LANA &ff
o WEETETE EARN R R E Kk, o WEERY P [A]
JE%) HIF-1o 1 HIF2« 235 B0 2 VA, 380 HIF-1
(G TG . #E LANA B9s2 I~ HIF 7 5 485
R AR 2 AR A, BE VEGE S KA, I
HERTIMAE A A i S KS Mg A, LANA R T H
FEURAT HIF-1 A5, BR3P R R Ul M2 7 ( pyru-
vate kinase M2, PKM2 ) 3 [0] $% 8 15 HIF, PKM2 {E
R HIF-1 F 58 Bl s R4 i a3 A A v, i sk
HIF-1o G 8, HA w3 I ORIE T HIF-1 X755
I A A e SR L AR SR AR AR A, B
KSHV 4t PKM2 25 53¢ HIF-1 45 0y R 3%
IRk /D 5 {1 PKM2 siRNA #1] PKM2 7] LLBH IS HIF
-1 RIS VEGE Ji sl T 306  FRaB Mok

2.3 K KSHV 4770

2.3.1 ERMELEMIRIEI B H pS3 9 ER L
FgEt7 W], LANA AL WA SR EE Y G Y
FRYEZE H IR 5], v T4 332 ~ 465 R IEMR, 5 SET
3 %5 H (SE translocation , SET) ¥ 25 [ FR 11 45 #4 45
FEONIER . R A FBRT LISEAEL SET 256 i 72,
Je 59 C kAL p53 MR EEAR Al BAE R i fe e 2t
ULVE, W7 pS3 TG, A, LANA IS Al RESS & HE
B TR X B B R A M A I, AN, cAMP
SV IGHESS A 8 1 (CBP) AT LAAN p53 254, fii p53
I WAL, W AR LANA 5 p53 f9AH TR R,
LANA A DL Y CBP AHEAE A4 £ BeAk i 7%

£, INITTARIIE A B 6T pS3 /e , B 1k 15 =48
LBk ps3 IR kA F BT SE TR
55 KSHV FI B AAFI ] BAR LANA B iy ss
845 ~ 895 ZAKLML AT AEBLAR 1Y Rl R 1 51, (5
IR EE MY A TR POIRZSAT) =2 T LANA 2 332 ~
465 R B R 1k 25 A0 S s AR SR B AR
K RVESS B s T 2 5 T IE TR e R A
TRIREYIR A, AN, LANA B 5 B2 % 5 # 3sk T LA
B Daxx AHEAE, f€ 2 048 09 28 5L, T RL oy
H S R AT E SR A R0 25

2.3.2 LANA 34\ G,-S#tf2  {E40f0)5 W] F  E2F
FERI R R A S AR R HE A S B P b/ 1Y, X T4
FRIE R R iR S & B BA ERE L, IEHFTEL
', Cdk4/6-cyclin D Fll Cdk2-cyclin E 783 J 4 K K
¥ (epidermal growth factor, EGF) %5 Z Fh 4 it [H 11
FHT B0 W 19 52 6 W 2 Wl T A A0 T IS 4 g
(retinoblastoma , RB) ZZ % 25 11, # i Ho X F E2F #%
R T RS R AR A, LANA 5
RB FHEAE H IF 34 58 6T T E2F %% 5 P+ 19 2% 1 4R
I AR A D0k TR RS BB, LANA 38 m] LA
SRS B ( glycogen synthase kinase-3, GSK-
3B) FHEAEHT, GSK-3B =5 W BR AL A1 & 191 9 15 [N 1
MIRERE, SEL G, -S EFEAELC, e 5 0 rh, 4
MAFY 5K L35 2 4 (ataxia telangiectasia mutated ,
ATM) /BN Y 7K e 3% 2% P8 A 5% (ataxia telan-
giectasia and related , ATR ) £5 [ F1 41 At & 399 K6 0 550
P4 1 ( checkpoint kinasel , Chk1 )./ 2 Jifd Ji5] 5 G 0l 55
P4 2 ( checkpoint kinase2 , Chk2) 7] L& 5 41 A i)
AT, B 1k ps3 & FH ok A G,-S ik
i, WP KW, LANA ] LB 455 Chk2 1 H fF
L BHWT ATM/ ATR /-S89 H BT, 1K G,-S i
B, B TYEH T Chk2, LANA % (115 ATM/ATR
paas s FAKE X murine double minute2 (Mdm?2) A+
IRIEVER . BLAh, LANA o AT DL 3 45 6 JF FH Wt
p53 A1 AR ST A, T A0 pS3 5T 114 4H L YA
T2, S AE E 40 A 3. LANA 38 7] LA GE [a] 98 5 20
JHL B SO AASE R 207, I a2 R U A 1 AR
MR ple Mg RIKKIFETF G,-S ALY IER
TE = LANA & 5 (4l i v, Chk1/Chk2 25 19 & I
P4, pS3 B TG MR A, KSHV JE YL 41 i A7 R B
FIt,

2.3.3 ki#EE E Sy M KSHV A LI ZFh
e RGLIR LS Wkt A T G 952 Wi DN o o 8 )l B
Jt Az —  LANA 0] U2 Al CD8 * T £ g™ A= 4t
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AR E A LA APEE SR 1 28 (major
histocompatibility complex, MHC-I) i 5& & , 4 7] DL
] CD4 T 20 g sk BELRT T 28 Sz X0 25 1 ( class
Il transactivator, CIITA) # FEAMH 53 H T X
(regulatory factor X, RFX) & & ¥ HHEAEH , N1 T
WEBEHLAMAE MR G K 125 (major histocompati-
bility complex, MHC- I ) %R 2 % ), LANA 58 1
5 KSHV ) mRNA JEHL g - PUEESR G N2 Lk e
PERk i N E BN R . LANA 765 [ 5 mR-
NA 255 U85 5 & W5, 7T LA 208 /0 mRNA
BRI B R 1 G, BRI i 2528, LA
IRk 1 T A B R G, MO R, Y
KSHV FHYEAMfI o — PUBAARSS ¥ 52 e B, LANA 11
PrESEEYE T IR, LANA 7] APl &%) ¢ - PO
TARH B RS B0 1) 8] 9 A T Y e B A% A M % A
('heterogeneous nuclear ribonucleoprotein, hnRNPs ) ,
AR AR G e R AT, hnRNPs J&—Fift RNA 25
HHEASE, FEI AR RIL 4 mRNA 594
AERF mRNA 1Y R € %32 DL KCHE 1 5T B R 00 R,
hnRNPs 1] Y5 g — PUBKAR L FEPEZE & I TEROIR g -
PS5, 11 LANA JUIAT DL 2540k Y i R
PEFI™ . AR KSHV J& s (14 15 32 4 i P LANA
JKF-H1 hnRNP Al 5 LANA mRNA (#2542
BRI FR, 2 LANA 7540 AR P B R B 68 &
I, AH OS2 A A, ASEHf £ hnRNP AT A2
IR g — PUEAR, 3] mRNA i 20400 5, =0k
B BT TR R R E R BUK . T g
- VURRAE & Wy e B AR o o 0T b R 4R T O B AR
HL A KSHY B3R PR A BAT R

3 RE

LANA HANS A& & H . L8 EGFLT 4 i 48
AR bk TE BRI R G EZFIDIRE, T LANA
RERE BT Daxx 5 Ets-1 MM EAEH . I8 EGFL7
PR I A8 A X —HLA SR FH A JE$E EGFLT 47
B ) RYT SR ARYT , DR LA 19 A B, BT KSHV
FHOCHE IR 1 & e . BRILZ Ah, LANA & 1 REWS
B4 A IEBH BT Chk1/Chk2 & A BES T 8
p53 2 B b S il pS3 , M b3k 1 32 0 3=
45, LIZHURI 5807 ], o] A SR SR P 4
fifi KSHV KB 1 3 S R 401800, B KSHVY 1)
S R EAUARR RRERE S, X LANA EEHE R T
() ZRHLI A TR ARIEGY , 0T LLK T & 8T BB 2
25 R BT R 2 Y B A A
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