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BAHANE XA R AR A A S REERERTT PRV TR

Research progress of latency-associated nuclear antigen in the pathogenesis and
targeted therapy of Kaposi's sarcoma

TREy IR 273K ; TM62 RIAF2 F (1. B EAKRY ARLEFIE,#H58 5E& KF 830054; 2. #ieE R ALK
ARERR Rk mAeL, 58Xk mls Rk EFH TP, i8R kit T 5RhE, i 5% K% 830001)

(i ZE] BRI PUE (LANA)D & I 76 R AH SR 2 3 (KSHV) JC B B0 B (1, 76 1 I8 76 PR (KO I 2 R 80 s 15
R EEEAEA G255 KSHVY 515 F 3 R IL i P Bl 7 KSHV 5 K 241 8 VB2 1 L R =5 KSHV 78 Ok A1 24 fife A= oy J& 34
T A 2 20 06 e G 93 M A O e I A A i TR T R AR AR S Je s KSHV AT 40 3 g AR 20 KS B AR J
LANA AMUATAE A I PRAS I KSHV I8 G4 1) G % 2 2340 565 5, B A AR 90 )7 $E S i EA 8, B AT O & 2 Bl [ LANA 1)
T, Ho A FI] FH CRISPR/Cas9 H AR HE 1] 4 15 LANA [ ORF73 JE [K] | LA K Ry L0 i 8 S & KT LANA 45 G s /N 43 -3 751
LANA 85 P57 4001 570 75 FH < 40 B A0 5 4 Sz 36 v o 6T KSHV R 56 3 1tk 8 BRVA T7 18 17, &1 LANA B3R &0 T3 AT /8 9 22

KSHV AH Ik I8 000 25 V6T R8T SRS

[8im] Ul v AR 5 TR SUIAH DA% 0 L 5 350 7 PR AH S 92973 #5 s CRISPR/Cas9 s $E M6 97 5 /7 T3 il 551
[(hESHES] R739.5;R730.51 [CEkFRIRAE] A [XEHS] 1007-385x(2022)12-1136-06

9% 7 A1 98 (Kaposi's sarcoma, KS) #H 5% I 2 9
73 (KS associated herpes virus, KSHV) , X Fx N\ 652
993 7 8 1 (human herpesvirus 8, HHV-8) , 721l & J 32
s 25 B 1) BUR W BE B A I R AE XU i B
M, KSHV & R U 78 A 98 A5 1 35 H 1 ik 2 9
(primary effusion lymphoma, PEL) ) == 2 £ [ &,
HEC AL A e 2B . T80 KSHV 4aht (1) % Fh
B ER W38 0 ) 2 M T 2 i 3 R
B 15 5 2R O A A g i R A I AR (1 KS 1)
KR W AR WA OC % Bt IR (latency-associated
nuclear antigen, LANA) /& KSHV [ ¢ 8 £ 55 (1Y,
A5 LANA WL AGE N 2 5 KSHY 515 136 A 4%
S P B ST KSHV i PR 40 28 W0 88 4% A& 1 L o 15
KSHYV 78 (R AL A8 i 53, I W0 B4 32 40 ok 26 o
925 WA (22 I A 2 s TR T 1 20 B A A a2E KCS
K. 5 HARE % # AL, KSHV £ 18 F 40 rh
A ST AR G 1 e 77 BHL RS KS TR AN G 9T B AT
H 1T KSHV AP0 8:90 97 209295 5 DNA K
A Bl AR 770 38 43 0 1) 7R AE 2H 2385 7 v AT A AR
KSHV & il , i %f KS f KSHV 25 9 JE A L 1697
R, BTN S = A 200 KSHY B #3677 77155
£ T LANA £ KS K& o i B B E Y, AR S ERaR 1 #E
] LANA [94R8 28 14 B S0VR 97 B 9%, 78 A0 2 48 i A /)
SR 2 AR AR Sz v, R FH AR A VD R e A R B S B
J7 %1l (clustered regularly interspaced short palindromic
repeat, CRISPR) /& #H ¢ &5 1 9 (CRISPR associated
protein 9, Cas9) £ A [ 2 i LANA [ 3 PA] f 411 ]

LANA £ &7 N 5 R 7 7T 5 B KSHV 3 G 41 i
AR S % iR 10 A2 A 0 Y LANA R R
I 4 S V8 7, IX AT BEON KS J KSHV A 5% 4: i
VR R BT I B K .

1 LANAXTKSHV 53 GBS HIREE

1.1 A$KSHVARMA S E £ 4 R 4

LANA i KSHV J& [K JF 8 [ 32 H#E 73 (open
reading frame 73, ORF73) 4w , A2 & f 318 1 L
FERTFE A2 " R, KSHV 2 X 41 LA 25
I RTE AFAE , LANA VR Y “ A7 44 Uit B A 1 12 31 15
FE 20 o S € )5, L C R Uity DNA 45438k DL =) BE 7 91
S 77 205 KSHV A ¥ 5 /7 41] (terminal repeat,
TR 4 &, N R imai fios i 518 F 4 A E B
H2A/M2B #H ELAE Al M 45 & £ — 2" X /& KSHV %
DRI 2H 55 4y = 5 DR 2H 3 53 461 9 2 88 1) 400 i 1) 3 ) i
fillh, W2 BRI AR IR AL I L 22385 . k4, LANA 5
I 22 R R 1 F A0 AT 2253 24305 Bub1 [ AH ELAF H
WA B TR B B AR I 4E R

DE LEO 5" — it 70 & B, LANA 5 JE 1k 45
A& H 500 5 TR X 45 & JF 6 58 IE 1 2 &4
(origin recognition complex, ORC) 1 & #J % #ill ©
ORC f& — Ff fig = R fill & A , ¥ B KSHV & ] ,
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ZHANG %" BB FL 3 W, v AR ) KSHV &2 i) 4Ol
T HHHH, LANA il id 5 ORC1-6. & X 1 C.
(e EREN =R NN AR (e AT R | ONER AR S B
Wl B E 1 NG B 0 A% R S AR ELAE D B B
KSHV 51 3 3 PR 25 36 53 1], JH o 08 B 400 Az 5 5
THSF K A LANA R 12 13 32 40 f (9 N-MYC T i 8 7%
BRIk
1.2 e 2 KSHV & B 4 & 33 4 4546

KSHV 78 R 1] i) 8 37 F - 0] 55 = PR ik A7 &%
H AW . KSHV &G rE A fE , LR WL
JRASBENE A0 MIAZ , o 5 BRI S M S 4 B Y
WL A% 1B 1 0T 4 FF R A TR AR ) 2 Oc E Y,
LANA 7] #1155 2 Fff Bl T W8 A% 12 i 1) 4 2 3 A
DNA &M , 55 5 AR 45 14 2 e 15 H0 ) 11 S WL a8 A% b
1L H3K27me3 FIZH £ (1 FH L4652 g ZEST [7] 5 5
¥ 2 SEAH EAE B S5 K B A

AR KSHV J R AL (1 A R A7 & AT LRI 5 e
SR (2 K H3K9/K 14 Al H3K4me3) A1 4101 i)
(H3K9me3 Fll H3K27me3) #H 5% {1 4 2 (1 R B 1Y
RERAME 1 HEE - MARATRERE, 25
A0S KSHV 5 R 20 e 3% 16 WO 1t 3¢ 0 38 4% 12 1
H3K4me3 YT F . TAN S 58 K 3, LANA i it
AR AR ) 77 A HRE A R AR 1R A2 56
(R fE 7, #H) H3K4me3 B UTRR 2E 1M i Bh 4E ¢ KSHV
VR Tz A H3K27me3 &1 /& KSHV 3%
KW E, ZHREANHEaMS 5 &L
H3K27me3 1&fi , GUNTHER %" [ 78 & 31, LANA
PO A ke g =KL =R R /R EE S vIN:II VA Reea i)
H3K27me3 12 Ui LAYE 5o BT AR R G o IR H 2R
1 2 (bromodomain-containing protein 2, BRD2) I
BRD4 /& IR 45 K3 i B2 e sk R X IR & IR 2 12
&8 A, 1] LU DNA B8 1% il DNMT3a 1 H , F
FH S IR I 1 e B e A 45 & B2 I (cAMP response
element binding protein, CBP) fil 5 ORC1 45 & [ 41
B LB ¥ F2 1 (histone acetyltransferase binding
to ORC1,HBOD) #] KSHV TR [X , LANA 7] J# il 5
BRD2 Fil BRD4 A H.AF 1, B B 37 KSHV R W it %
&40, 4R KSHV ARG
1.3 A48 KSHV # K A= 2L % 4 < B 4

LANA 0 B A8 3 KSHV 2 5 ). 2 55
3% WU IRl F (replication and transcription activator,
RTA) /& KSHV 2 fif i s 12 85 (1. 1EW R,
LANA 5 RTA J5 3745 & MM # i) RTA & k™. &
A5 5 ¥ ¥ 45 & 8 11 T kappa (recombination signal
sequence binding protein J kappa, RBPJ) & KSHV

i AL BT 5 ) — Rl AR B 1, DA R SR B

LANA 7] il it let7a/RBPJ 15 5 #1 ] RBPJ 55 RTA &
G, T KSHV 24 f# 2 il . JUILLARD %5"H 72 &
P, LANA [ 9 18] 3 51 (R R M 45 A 3 7 41, T e e
Hh 5 AL HE CBP 7E N ML 2 A AE A Bk ik 15 =R A &5
E T 2B AN % s vl v, AT #) KSHV 2/
il

3 — J7 T, LANA K 40 B it Y0 284 75 7] i 3k
KSHV 2 f# S il o AR R OR B 1 — > 1B 35
fiE , TE 5 18 32 48 1 76 G 800 558 45 1 4 i S5 A
DNA & #l| L 17 8 &, 0 KSHV 78 0% 18 e 40 o )]
RIAT S, 75 75 1 1 R L AR, SINGH &1
W FE 27 , LANA G i Fa i DNA & il #H 56 28 (L 0E
IRE S T KSHV 2 E M. S8 % FHE T la
(hypoxia inducible factor la, HIF-1o) 2K A5 T
KSHV 22 fift 5 ] 1) 5% B 2502 2%, JifJgg #0i) BRl - VHL
(von Hippel-Lindau) & HIF-1o [ £ 3 75 A , LANA
A3 I PR VHL 4555 HIF-10 5 %05, 1253 KSHV 24
i " BRET & I, 405 LANA 2 jd it fH
W7 41 B 5T DNA 1% 8K 28 30 & H 8 - I R & 1 i
(cyclic GMP-AMP synthase , cGAS) fih /& [ T # 2 x
N AE3E KSHV 24/ 2 il . MARIGGIO 25" 3t — 5 i
FL K I, cGAS 7] 7E 40 il 5t H 41 5F MRN (MRE11-
RADS0-NBSID &5 5 A4 (1 5 53, 400 1) 7 48 i i
DNA 4% /%A1 NF-«B i & B0 H i 4E H L 2 12 KSHV
AR ).

2  LANA X1&E =M ERIEAVIEE

2.1 PhBhAR R G bm i 3 28 9% AR A

P B KSHV 8% e 20 fi 6 38 15 3= 40 o M5 A0 A2
LANA {2 #f KS &0 B2 —. DABRAL &1
TR I, i LANA i) mRNA H % G- VU 5% 44 45 #) ]
I B R, PR S B o R 5T AR
7~ LANA ATl MHC 1 287> TR &, P KSHV
L4 g kB CDS™ T MM 1IR3 . CATZERI R AE 52
SERAROR, LANA A3 i #0 ] MHC 11 e 208005 R 1
Ja T3, TR MHC T 13RI FI$E 2, PrBh KSHV
JE Y 2 g 06 3B CD4 T 40 B (R . SCER BT
LANA V45 M3 nT 3@ #H MHC 1 28515 132 2
25 15 4 i 6 3 4 % ", BROUSSARD 45
IR FT 45 SRR BH , LANA W]l -5 M 2 R o 2
F T E B RSN T . cGAS 454, BH I [l & 2 i+
PN, 45T LANA P 5 0] 38 5o FH 7 cGAS/ T
& 2 A ) B8R [ (stimulator of interferon gene,
STING) 5 5 i i ik & 1) TP 2 = B, P Bl KSHV J&
YR A 6 i e % WA AR, A, LANA 45 (1) STAT6
oy Z4RIBE J5 MAZ RS AL 5 STAT6 1) 25 M M i R AL,
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AT @R 4% 1L-4/13-STAT6 {5 5 % 5 W Bh 1 £ 41 g 106
G
22 RBEKS 5 A

KS & — P LA BT , A A e I 2
TEERIEE . & YRPW AT 1 /1) Hes AR I bHLH %
K [KF 1(Hes related family bHLH transcription factor
with YRPW motif 1, HEY 1) /& Notch {5 5 il % i) — 4>
HIENUEAN AR, iR M K E . WANG 51t
FOR I, LANA W] IE [ 42 HEY 1 () 3k , 3k 1 {2 it
KS 5 B I 5 A2 . LANA A5 S i 8 iy i A=
K7 AW RIAF R B A K R 7R 45 3807
(epidermal growth factor-like domain 7, EGFL7) £ [
{7 LA A2 B, e v EGFL7 Ry I 48 P Bz 4ok 25
J& TR AR FRSEEEENAEKRE T, & L
B2 RN 52 P88 rh i B 655 . THAKKER 2529 () 1F 572
W], LANA i i I\ EGFL7 J3 3l 7 Hh 4 B 40 T2 45 #a
I,k 5% 2 A 6 £ # EGFL7 % ik . RIVERA-SOTO
ZELT I ST PN , LANA R 0] 40 B miR-221
miR-222 3% 5 E26 #% 3% [A ¥ (E26 transformation-
specific, ETS) KR ETS-1 FIETS-2%&IA, H #H ETS-1
e R 19 1ML P R AR RS2 k-1 LA A B AR KA
T32AR-2 MIEGFL7 (3R , #E e M A= e . b Ak,
HIF-1o/2 M8 A2 i H IE 7)1 35 5 F , LANA fE{RSE R
B2 4ERF HIF-1 0 202 m] (g g 1 i 48 A R
2.3 AEE E mia A

JiJgg 20 21 5 T H 2 B AN [F AR R AE , B
0% T 980 AR I TR AN TR 200 AR 3 1 50
SE SRR IFRER. MYC & 2 — MR T,
WAV 2 5 B B2 R 48 2 & 20 At DA I G 7 IR A2
FEIR 1A S A AR KA DGR R R I . LO
SECIRIRIE AT 45 SRR BT, LANA Gl B AR BAE FAa
MYC, FMYC f15RiL, Z 54 MR T . A5
R T2 A 2 R 20 R ) R HE AR AIE™, LOY 48 1) A 9 [
I 527~ , KSHV 1] 2 1 4 18 s 240 i (0 80 B e i, 32
TN S Ao T KSHV L2 g A= A7 1) 0 B, 11
HIF-1a i 42 VT 2 57 S PERE MR G DT RR A Akl O¢
SR % 57% , LANA R HIF-1a 5 234 7] {2 3 KSHV
AR % 2 PR TR AU . IR ) £ 1 pS3 S MR R AR
U0 A OREY, Jf AT R N 40 M oE B R & 1R .
PRUSINKIEWICZ &5 7T & 3 , LANA 7] BL 5 p53
FHEAEH, b KSHV 2% 4L 4H a1 B 19 A , #0141 p53
SR T, BN rE Yk R e v, T
HEMRE R AE . LANA H (R ER M 45 #3807 51 2 5 ok
LA pS3 i A A R et T X — ik R, 2k
& NEABHERASIZ R A S A ) LE R
WHSFH Fi8 . FICHES 25528 5% & I, LANA il i

P2 MY C 8 H % 2 i & RIBAERR T il 1520 i 2
B 1 =S, I KSHV #4022 A QS -

3 #B[E LANA B9 KSHV X IR E AT #H R %

KSHV & KS Al PEL (1) 3 2 80 R &, HAE K
#5> KS A PEL 20 g oMV AR YIRS, H A i
NN KS RIET N 2400, PEL K Y5 T KSHV B[
B A", KS 4 M 7E A A5 7% o 2 H IR 2300 2 4
M E R, TiE4ERE KSHV RF4:08 AR & 4L, 177 PEL 44 i
TEARAIN RS 77 o A 2 H D000 753 00 25 1R R e 2, gL
H AT KSHV 24 1 3= 140 g, o4 BCBL-1 41 2
S PRAE (1) B ELRRAIE 1 9 PEL SR U (9 40 . KS 4 i
B = PR AN R 3R B, PEL 41 B OB 70 45 S AT A KS
B AR S5
3.1 ¥erf% 5 LANA # ORF73

I 45K , CRISPR 2 A7 2E ] CRISPR/Cas9 A
DR] JFC R vh 177 358 R) 4 68 T e e K o B FH TR 40 1 2B 2
W50 R 4 38 A0 36 R yR 7 A s . H R, I
CRISPR/Cas9 #£ [n] KSHV i % 3 [A] (1) AH S fF 78 & 22
FAET#E15) ORF73, B3k LANA 7E KSHV i 25 44 Al
i FHRFAF AN EH . ZRFEN T KSHV iif
B A T e 4 i R 3 B S BT RCA KSHIV AH
TR BRI T BT R .

KS FEY5 T A B4 M. TSO S5 LA sl BB 1)
5 2 B9 B A N A, FI) | CRISPR/Cas9 # 1] KSHV
ARG ) HE N S ME ( Cercopithecus aethiops) & I 7
41 Vero219 F1 N 2K Py 17 41 g L1T2 4 g H ORF73,
A A B 45 SRR B, 75 5 YL J5 58 32 K Vero219 2 g
KSHV i B R )& /> 7 77%, L1T2 48 g 1 KSHV i 55
PR T 86% , ORF73 H 1 4E ] FHAS T KSHV 1) 7%
PRIEGY, B2 2 KSHYV Vi 29 7R BEAS 2 52 i 1 SR 4L 4 i
FIAE3E , WA S AL R 20 & il sh 12 . (HSLiR
it FH 7K AR A 20 B ) AR A2 AN OB T KSHV , 75 2838 — 20
W 7T 995 75 U 15 4K 5t 2k 6k KSHV I8¢ G 401 g f1) 5% i
HADDAD 54| Fif CRISPR/Cas9 3t A 7E N B & SLK
Y1 B HH BE 17195 75 ORF73, HE— 25 f 7099 7500 15 7k
SRR G M ) s, S5 RS BRI A — S B )
ORF73 540 i 1 LANA %35 5 9k b, N S 109
B BRI B AN 215 5 KSHV 2R 2 .

PEL 4 g = E2JH T B 418 , LANA 7 PEL 4Hl i
()R F ) T KSHV J8% G 3% Ak Ry 2% IR A5 11 40
WA B IEHEARA”, 3R KSHV 55 1040 i B 1k #4640
Al BEHC T B L R 2 A7 AE . JU S DU AR N
RS T CRISPR/Cas9 #E ] 78 £R J& 4% (1) PEL BCBL1
41 L HF ORF73, & B 5 200 i 34 5 % % 2k 100 okl 2k
SR VX 2050 184 5 f1 o R 4L 4 B K EL L BB LANA 5
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AL I P T £H SI2 56 448 i 43 00 60% 1 70% [ 41 i 52
B 1A FEPOH] , 21% F128% ML F ST, X —
SIEBG 2 RAR IR, i 7 AR DR B ) 7 PEL A KSHV AH 2%
PIRR N IEIT B 7

KSHV 7E 15 40 Hp i 28 A i AR IR /& KS 7397
M F 2T PL BT TS5 A2 , CRISPR/Cas9 7E T
KB A LANA ZE K ORF73 LAiE Bk KSHV 9 B3 /2% 44 1)
B ASVR YT T TR 3, H AT AR DG SR ERAT Ab TR0 A
P SIS B B, a8k A o AN B A1 B0 1) REATS A A o
3.2 $e) LANA #9/s 9 F 4p 5 7

LANA 7E KSHV £ i KS K A= rh e e s e i, B
To N KRR FE R, A8 5 AT RN o0+ i RE o7
KS J¢ KSHV Jii 75 AH I (1) 250 1Y, AH IR /NG3
FHN IR T B AR A AR A
#H J2 KSHV DNA 25 & AL . KIRSCH &6 |
PET — BOK MR il BB 9 LANA 456 1 AT A
), 7£ LANA 5 KSHV Ji £ TR [X &5 & B 8 5256 v 12
71 H TR R AR L B RE S UG P 7 DNA 5 LANA
A R LANA A F 1 KSHV ARG . 1X—
SEIG N FE T S5 MR [ BIR LANA 5 5 R 45 447 A
(/N T4 FURTE PR 25 . FE bR 2P
X IZ K M 2 Jiz e B b AT AL 2B A5 B AT AR,
AL & 4)“50a” ##1 LANA 57% # TR [X LANA 45 &
B 1 S5 G RO N 7%, 4 S 3RS 1 77 32 . 3 4
i AUV 1) 5 A 1 R, D B ) LANA 00 1) 551 (14 8F 7
P T —ANE R . LR PA R LANA
5595 5 DNA 3428 H 1), YAKUSHIIL S R 6 5T
IR LANA 515 £ 5 R 1) 3 42, L LANA ) N K 3
515 F4E A H2A MTH2B L B PEBEH 45 & i 45 4
NFERE A A B R 28 AN 2R 1 B T JIK 5 LANA 5%
G40 F4HE B H2A R H2B — A4, 45 AR “H
JUR 127 55 H 3 L 73 [A] 45 44 B 432308 LANA (1) N i B- K
e IR A R T AR I g 5eR PRI 9 4 (FE 100 pmol/L
WRE T 41 84%) , il LA E MBI 77 205 LANA 52
Gr 515 TA%/IMERGE G o KPR CIRRE 127 AT /Sy —Fil
b2 3tk — P R BT LANA 5718 B MES &
PANG e i {11 8

ELA /N1 30 57 - 200 i s 56 0 L e v
J7 7 J1. CALDERON 5“4t % LANA 5 %5 # DNA
SEG A T 25 7 346 H 52 A T IR T e A o
A F) % JE (mubritinib) , F AT 75 41 g SZ 46 417 1
LANA 545 % DNA 454, I n] 755 PEL 08 -, {H
SEBS HORR B JR AL TSR LANA 5 KSHV DNA
456 B 5 B FE I B AT 40 1) PEL 44 B 3 58, 3X 1 fig
55 90 i SRR AL B R AL Dh RE A A 0% . il i
A, LANA B 5 KSHV L2 i G055 Bl B2 Ad 75 P 1

% S AU IR AL, AR JE 00 1) 240 B 282 H A 4 A 1 12
b2 15 5 LANA 5 48 M A QU 1) A2 A0 0 Ry idk—
2T
33 3% LANA R KRBT BT 69 5-F 45 F

LANA 7] [ il KSHV & 4L 41 i 2 e AR i 278 A
I3k . CHOI S HF 7t R B, 72 KSHV 4L N K
4111 ffa A1 PEL 20 A o 40 o SV Jie A 5 ) A% AR S 4
F 5A (eukaryotic initiation factor 5A, e[F5A) i &
F IRk /D AR LANA BB 5 SUAR SRR A
KSHV # ALY AL T ] 0. eIFSA BIE M H75I N'
H-1,7- 2k P e fE 184 BCBL-1 40 f Al 5 A % 1
N RS AY Hh B 2E HI LANA 3R 15 , 3 7T % S PEL
NPT, Bk, #A9BE 90 (heat shock protein 90,
HSP90) /& LANA (1] 5 ZL i 5 5 1, #)1il] HSP9O A] I
T LANA [ A , B T 3X —HL , JLFR HSPOO il 771
CLH A T KSHV S 4 Jie 8 200 it A7) BROBE TR ) BFF 0 o
E fd Fl HSP9O 1 1] 7] (PU-H71. AUY922. BIIB021 .
NVP-BEP800 5§ 17-DMAG) 4t ¥ ) KSHV FH £ 21 ffg
T LANA 4% B# fig , PEL 41 A 384 78 9t 410 1) 9 9t 15 5 4
T2, [Al, PU-H71.BIIB021 Al AUY922 w] 4011] 53 Ffi F%
FELIRE /N BB vh PEL Jirygd 1) 3k g

R DA &5 ) S S At 1 70N 0 4000 1) 550 7 32
J8C, LANA 12 Y 448 PR 300 7510 0h 77 76 448 i SIc 36 A /)N
R AR 2R o S 7 S ) e R A A RN I
73 5 H [F] 5 BH W LANA 5 KSHV A1 3= 4% 4 51 1%
F, FFAIHI LANA A1 3 1) 2 P EUm @ A0 5, 15 75 ik
— B . B2, B LANA F£i5 R K7 AR
T E R LANA F R /AN -3l 4 gt 7 o — ot s
1], AHE ] LANA YR YT KS IR IR T 5%,

4 4 B

7EKSHV 5 ¢l et 40 A AR Rt f2
LANA £ 5 KSHV 5 15 & £ A 3 5 il L P Bh & 37
KSHV 3 [K 21 28 i AL A& 1 1 15 KSHYV 8 (R Fl 24 fig
Az A I S S B B A 3 4 i 36 3 92 A i gk of A
A2 R T R AR AAR T, 1X 5 KSHV A & g
() 5 S )M 9% . FE T LANA £ KS %5 KSHV #f 5%
T R R AR R R R S D, E AT 2 B 2 T
EF X} LANA ) CRISPR/Cas9 % i #1 [i1] 1/ 73101 1]
IR FC, #1250 52 5% o ) LANA B I B
KSHV Vi B 438 PRI G 17 77 o EF 0T LANA R 53
T FE A KS A KSHV A 58P 08 B i 598 97
(T SHEE . H HTHE ) LANA AH ST 55 22 4 T 40 g s
B B, AT H RGO AT ) N I 2D 4 s R
FY, 5 2% B (patient-derived organoid , PDO) /& | H
240 0« A 20 P e e 2 23 40 B AR AL L AR A
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MBI AER S BEAT 3D B R 2 B — A
(8] S5 1 DA S S G0 25 (0 2 B R S, 2L g J8
SRR PDO AR TR AT 0 4 12 241 M 5 e e 240 A A LA
IR AL 7 ATAT J7 5% H RTHE IR LANA A S0 7E
RIER 51 BB R ISR SE R 1 KS KA 5
i AR POIREE IAH S, #E R LANA [t — 254k
Bk 5 BAT AE 3D 15 IR A5 e kAT DL SE 1t S s BE 1F)
LANA X F 4 AR & 18 3 e e s m, A e 4L 1)
LANA {41 g S 36 AN sh MR i 5t oh 7 21 516 1
TEHIHR AR

(& £ 3 #K]
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