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Advance of research in conditionally replicating adenovirus
BREAF i EEFE FE( LEREXF WES —ARER %8 F.o, Lk 200080 )

[ FE] SMFEHIRRE conditionally replicating adenovirus, CRAd VIEDRATT IR A F 9% 5 B 4 v T 4 v G [ | 1
SR R R e, A R AR A I = AN . 7632 CRAd SR 6L BT 5T b, SR R g 32 B4 v /6 s 7 R 0 5 b 7
BN Ela/E1b FE7E 8BS 0T L) K g a0 ZRRr S M J 3 L SR A IR 5 A R R T2 207 5% microRNA X 2 4
S0 522 1) o DR )P SR J VRIS L RO B A A B 0 e S R S8 W A WF R ORGSR . TER S CRA 1R Rg 25t 5 T Bk
TR H BT AN 5 S ASMNEE IR YT R K W 775 LA, B S e 8 76 3 0 25 X 00 40 0 ) 5% g e R g A 400 1) i
o T AR CRA BUW#T 00 OGIE o [RIRT, B X B R4S A A TR 1825 IR B i FE A7 7S AR B B LM Ah s 2 1 DA e

& CRAd A4 g 5 60 % JE Pk B 1E B R PR AR CRA B PEAE AT 5E Bk .

[ R ] EFAIT; &M R R ; e s #0 i :
[ FESES] R730.59; R392.1

Fl 1985 4F Ballay 25 ' 14 YRR 7 J 0 75 4
R — TP L AR LK , 5 i 2 10 T T i g L A 3R
7 AT TR T S0 FEEGE T Rk o AR F T HoA R
PR B A T EA i 120 B A 8 e BE AT B
BERUAREAE FIEH T e VERR T  BUARA AR
BORAEL L A B 2 2 8 B ETN SR iz 1)
BARZ — o (U TR eI K 0 52 il ki 0 o 7 4
TR N TCHGTERE J1 . LA B2 25 Iy BEMLAAR B 9% R Ge v
RS IR, (AT A PR A A PN 3 3K %) s [ R X 26
ST AR A AR A R RS R R AR conditionally rep-
licating adenovirus, CRAd )REAS 5 7 i 4 g
PR AT 52 R T HCRE 2 S 2 Mo A0 i, 1 S
CRAd X EA B 55 1) Jf R i BR RE 1 16 RE 8 LS
/DB 2 B AR T I (9 25 PR AR, DT CRAd 2
WA RVA YT T T2 TR B . AU CRAd fE
R Iohggs HE DRLA YT R AR 5T 1 TR AR — 270 .

1 BRREEAREH

JI B A — TR T AL B BUEE DNA 5 87 , I
BRI A2 60 ~90 nm, 5 20 [ 37 IRXFR . 2
AT 252 AFekn, MW HES K 240 4S7S QB4 AT 12
ASTLRRAAR, th 4 FhEES A Ma. VI VITANIX 2 FHE
B AR B RE R . R ZBUTE R RIAY T 48Uk
BB T M AR LTS A 5 #Y( human adenovirus ero-
types 5,Ad5 ), B TR ] S — AR £F &, JFAE
RIGTE AT A5 1 0 2 AR G5 G 7 5 5 4t i 35 1
BT % 23 B B 52 7( Coxsackie virus-adenovirus re-

[ CHiFREBRB ] A

[ xEHS] 1007-385X( 2011 )05-0555-06
ceptor, CAR )45 5 /2 I 85 5% W OCHERR 1T . 14K
RILIE A Arg-Gly-Asp( RGD )FER, 540 i 3 i Y
BLERGHE N TREAEEAM CRAGAZER
ML

96 5 1 RE PR ZH 2924 36 000 bp , MR 7 DNA
SN RIS B 35 R 2 oy A A 3 5 S BT
RN EE S e dE E1( Ela 5 EIb ) E2( E2a 5
E2b) E3 Il E4 BEDN, B4 5 9% 5 &2 1 AH G Y
VAT, 15 SRR 0 20 B A 20 R, AR
SRR . iR = T L R BRI E1 KR
JEI FERH Ela f1ELD 2%, Ela FE 45K E
F{23E CR1 .CR2 .CR3 =/MR5FIX . HH CR1.CR2
VEF T 2R Aip s s ji A B T Ps3 2
()G SR IR RRRE | RIS 5 P53 AR 41 it
P 5 A O R 5290 A R4 41 2K 1 retino-
blastoma tumor suppressor protein family Rb ), fi£ {i 4
J i A SR T 1 CR3 2544385 CHP \Swr2 1 Ct-
BP (% SEE A 6. E1b 4@ 19 000 155 000
PIRREE 1, 43 59138 8 30 ) 58 7 52 AR {7 5 38 % Bax-
Bak DI )5 P53 il B E 45 &, M dl 4n e e,
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SRy BETE 20 B N 2B 1E A R Ak BRISE TR B
L1 ~ L5 2R, 4t 73 B il i b i 45 A B

2  CRAd RYFE[E) 1A= R

HAG R IE, % F CRAd B #E [a) 8 #2 R 24 LU
JURRSENE (1) R LTI Ela/E1b 5878 5%
SRCRE (2 ) iR w4 2R S 0 Bl X
Y52 00 5 DR A SR R 5 ( 3 ) 8RR M mi-
croRNA( miRNA )5 75 B 30 52 i) 00 75 i DR 1) 2 o
JE VR (4 )XW RSP FE AR B Y 5% R4
2.1 Ela/Elb $: %A%

Y83 95 75 A2 i) O Bl 35 A1 T BEL Lk 5 4 1E 40
DA, L T R e e 200 S, R 3 e Jd 200 e BT
FEAT 0 R 55909 3 T 2 1) Tl e ERb , {5 BE BEAE
I Ie A L PR R S P SR e SR FH VA A CRAd
JEVEREME S 2 HK 7 Onyx-015, B Rk = E1B-
55K B MIABESRIS 5 P53 45419 P105 &, BT LA
FEIEH A PS3 AT LR #5 HIE H D fig, {2 1 40 il
PR M RE 5 52 B4 5 W AE P53 TR sk FAE Y
R4, Onyx-015 & I WA ZBR& ', H AT
FEl£E P2 ) Onyx-015( FUFR CI104 )E 28 3E Allfs PR 111 45
I P —Fh A R R # Ad-A24E1a
FRAEAH LA, . Ela B2 CR2 XA 24 bp B
R Kt Rb 456 EE Y PIRE, (e 2
REAE Rb &8 Bl i ihpg 40 e b et A il
2.2 B4R B BT R

I FE bR e S P i 2 48 i A ) i R 1A
Jet Bl (A IR 1) R 06 T L R BB A5 A A I 1)
A2 A e i, DT B 104 22 1) IR A 4 Mok 9 240 P
W S5 T AR # CN706 FIFH PSA 52 )G
BRI EE S 1) T 20k PSA 4 S ME BT B Y i 51 B
R AN ). CNHK300 U2 — Fifr LA S i i 536
f}’? % ﬁ( human telomerase reverse transcn'ptase,
hTERT ) 8 T84 Ela FEH B CRAD 107, TS A
(1) 225 S 140 ) VR 4 s 75 A T ) 22 i s
o i AL, AT R B A T A T 22 E AR, R T
R M. W Ela JEBROR ETb 35 5 5
hTERT Jii 2 1 & A &k 4 [ b 76 £F ( hypoxia re-
sponse element, HRE ) J7i &1 F I 725 1Y XU 1] 2% {4 38
T AR 7 CNHKS00, A1 b T i hTERT J& 3+ 1
5 Ela KPR FAE 1] 254 52 ) BB 2 CNHK300,
CNHK500 ANTE i 983 41 B o8 19 52 I e 0 5 1 R g
JIEG- i ELAR At
2.3 ZAZ45 5+ miRNA R3=

¥ miRNA FHE 7 514 A 21 s B 0 0 75

3'UTR 5 polyA Z [, FIFH miRNA 588551455
J 77 HE B TR AR, T 8 ) R PR A R 3K, DA KT s
T B VEAT SO . miR122 & —Fh E A B 40 i 4
SebE, JF H7E B 40 i =5 2% 35 1 miRNA . Cawood
S UHYE A AdS-mirl22 JE— 7R EF A AdS Y
Ela 3 3"%5 5 PolyA Z A4 A T miR122 456 )%
F I Y s B , LA AR T T A0 v 2 5 o R AR
FL I MR IE & 40 M &2 ] 5 B AR R AdS Jo2E
Wl TE Ad-A24E1a H PRI R ARTEFRALAE A miR122 2
J7 50 J B Ae) g ) 7 76 B 2 B B, ZE R I N i 2
HITE S AR SZ R T R R . RISl %
AR EZ B miR122 #7546 A Ela FEH
3'%i PolyA Hij, H W& #% ki £ 11 A( chromogranin-A,
CeA )RS TF I Ela FEH 5% A 442
TG Ad AR SR T CeA JE B T S
e SRR RN S5 N miR122 4 S P 5k PR 3 38R 0L 9
PERVE I, Ad' Cer-ttemiRi22 DR Fp b 28 DY 0 AR 210
AR S S T B 2 T 6 4 L PN 5 B T 3
FAAG, (EA AN 7] 3 52 B0 1Y miR122 38T 91 X
FEAZ AR 1 22 AR B
2.4 hmikaE

AP U AR S PR A S —HE 1] CRAd YA
PR o 30 3 I e A ST B R A AR B BE 8
SRR SRS G B B A T

B B A FE 21 B I D e 45 6 e 5 5 S A
e R ALY 55— 25, Rt Ah re 45 B U B
FERANFEATHOE B B R4 . BT S R,
B PR s 5 A SR BT
fig FEEHFEA Hl-loop XK 5FEEHM C
Aty , PRI ) P 6 e i o 4 o 5 0 1 A 1) S50 2
FAEPTE HI-loop X3, X ARIRFE LT B HI-loop X 3&
RIFEAT A& e, #y 3E HE BE 8 2 R 1 X DC R hi 4 52
E# Bk & H ( dentritic cell specific [CAM-3 grabbing
nonintegrin, DC-SIGN VEASETIR Fe BEAR F T B iR
R EE, TEPL DC-SIGN B yg BEHTIR A B[R] T, 200 75
AEAZAE DCA0 FEAHAL PN FF S 1 S i DT HiRE . 5 eAH
RLAY 5 e FH T 7 O S0 240 B b e S v A 7Y
BRAG R A A PR TR A B ¢ K
Ui 18] 25 R A 3 — B AR BSOR ERAR BAR . (R ARl
Glasgow 25 7RG HE H — Pl B0 B 75 L 1% TR I &1
E C Kimfe & s AP EEIR, [ EE H B he
b 3t — P AT S8 SRR h A K 0 SRR PR Py B
('single chain viriable fragment,ScFv ), F| 2= & MR i1
BEEEA L, YU IS R SN FE A B B WA G TN
BE 0 LA SR A i 1) i R RS TR AR
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H b Bl RS A A

BREFEIL, pIX FEPE I AF R & M X —1~1d
G FelE B RB RSN e . SHABSNMEE
AT A XA L, 7 A 52 T o i R 7Y 2 TC T 2
RERYIE DL T, pIX 1Y C AR 3m BEHR A2 1 000 420 2
MRS ScFo FEHAE A pIX FEH G, &8 AY pIX-
ScFv HAR BB DN 2H 2 U B UKL , (B0 25 ) 48
[r) P R 52 i) I AN B HI s pIX-ScFv % A2
T PN S5 I A8 A 4 B 5105 AR T A B Y SE
P PR XTI single-domain antibody , SdAb )3 K 4
A pIX FEA, g fi ) pIX-SdAb AU REAEAR 47 Hh 2%
Te A BE R, 17 L I T LA w0 2 X A A N A2
AR F) e

3 138 CRAd PPER G

AR CRA BERS RS i Hb S 1] 1 I8 400 Jfa, 0%
98 40 L 1 3 BR AR AN SRS, PR I, b2 0 AT 4
151 CRA X Jied 240 B i A8 A P 2R AT T KR oY
3.1 MR THapH AR

T 22 I AT R T PR, B e ik e 20
JHL1 375 968 BB 7o n X L AT 4 o 4 R T A Y
EI1b-19K SERFEAT B 2R 5878, fig 5 $2 5 CRAd Y%
TR [FIRE Ela 2 CR2 (CR3 FRI1ER 7
TR A S e B A B R T A R . Ad-
DC315-mEla B Ela PR J&—Ff CR2 . CR3 # 4 #f
B . HAAE 720 bp fH /N Ela( minimal-Ela,
mEla )L, WiE R E1b 3@ 5E 2B, 5 [EREF)
FH hTERT 45 B 4= Y Ela 3£ ) AADC315-wEla
FHEE , AdDC315-mELa 5 S8 75 i I8 40 it P 42 ) 350%
B, (FLRETE A R P Ie 4 Y 532 AR S e
AN AR T, AR R A R R T A T
3.2 FASNRMSET AR

KT - BRI L — M AME MR R A
CRAM, FIFHAME G YT 3 B4 b 988 R A5 6 T, 450
B H S BREE S, 1 CRAD BB EH .. S A
PIAMIRIR YT FE PR KRBT 43 3 K28 ( 1 ) H
KRR R MR R . I A T PR R
Rl CRAd-Oxyx-411, Hox iy 20 B %) 28 495 1 FH I
W T AR 5 [ B v 9 VR F % 0 b Jgg 248 B 1)
CRAA ', T A RIEH " 1Y CRAd BERS7E i
PR TCRER T2 S AL PR 259, R AL MR
o 3 Y ] B SR bR 40 (2 )P
JREMMROAE . 48 8 I BELH S 655 3( tissue in-
hibitor of metalloproteinase 3, TIMP3 ) GE % 1l ] i J&3
AR AP S oR N A AR . AR A TIMP3 R

) CRAd ANEEAT W98 V5 FH, 38 1] 41 ] Fie 33 200 e 1)
#aEE L (3)IRFHUART IR S . F 4
TR T HF T A CRA, 7] D4R B HLAAR X i
Je e 7 AN T & T gge LA A iR T e K 1 %
PRVER , 5 L 56 % 2 i et A5 — 52 1 T BRAE
Wk TL24 FEPS A CRA AENE 58 9k 2% 1) IR %
it
3.3 REamFbiemieirik

T b 40 L 26 T CAR O£ I8 5728, H CAR
(1) 2235 5 IR U R 2 1 OG5 3808 0 e 3 Xof
Ad5 ##H CRAD Pt M oifilk CAR ByE=, Hl
TR XA BT B e 5 A 2, 2 e S A
SRR 5 S Ee T .

FIRAANELE S Bk s 4 B R TR . A
[Fi) IV B 73 2 24 45 R AR AL, L2 4 R IX s B [
P, — Rl B £ 4 R R R e 5 51— Fivi BE Sh o
M TABIRZE Ao L BB T LS Kk B, AdS R 7
WOk b HARRCH T REMS 4N Ad3S MILT &, HIL#
FEFBIRILA EARREY R 2 50, A B
W B B 5 A S A AT 2L CRA 244, T2 5 40
MR CD46 AHZS A, R I Nandi 45577 FI A B I
& Ad3 WL BRENE C W8 AdS WL BRH , I
H survivin B3 T8 E1 B R FE, M H—Fp
AENZAE CDA6 BH MM o 22 Ji s v el S v B T A9
S5 At 52 I B TE——CARd-survivin-5/3 . AHZEALIK
T T2 5 CRAd KR4 598 10 i e e fig
F18 L BREEALF B E AN AU Ad3 LR BEE T
AdS LR L5 Bk, R e A% Uk 75 2R B Tk
R X o 2 SR A e R

X B BE £F B SR AT N TAB B, F o 7 140
1k b 5% 4 £ 455 1 RCD4AC ¥l A 47 £ HI-
loop X, BEME M AN Ad X6 Z CRA 24K 40 i i)
JERYeRPL L Suguki 250 R IR G D RGD4C (13
KA A2 Ela 24 bp 0 AR R EELF 5L
o g H R S A £ T Sk 3R HI 3P AR 1E RGD4AC ¥
B KA B 25 52 I T R B AdA24-RGD, LX)
RFEIK CAR 2B il 08 200 it G 4 428 Mz 9 240 L )
JEYLBE 7 B A
3.4 HyE¥ee it g T amiedy CRAd

ek = 240 e 2 e 2 2 A7 AR B B AR D Y
YA, 7E MR S AR b S T AR R f e, B A
FRBH SFE AN A B TR RE , AR B /D AN AR
kA e B kT 24 VL B rh ol 2 EEELVE
308 R A L B S 1 x 10° AN LL A RERgLE D
WA N R IR T AR A R EE 10 & 200 4>
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RO REAEShI AR N B o S T P Ia 1 200 i A Ak g
HA ) T B R G R 1) R T ALY CRAG,
Ao ] A0 e AN R CRA X g ()36
JPRCR . K 22 B0 b g 1 40 i Pl T AR AR AR 4
PE, 40 AR 2 38 BN 63K CRA 24K, K e Y
AdS BT AT B AT B e sl B M, sl e
HABZE I IR 25 0T CRA YR 2, 2 5 LX)
AT AN B RE T o 1T R AR A A R P A A5 A
S T4 Rb FE R TR B, W L i 4 S 1
JABFF Ela/E1b HE PRI 0 75 15 88 1) 2 A7 i 98
T4Af, Bauerschmitz %5 2 ¥4 Ad5 L B45 ik
Ad3 ZFBL5TTH AdS/3, 143 BIZR A hTERT AN
fit 3 11 cyclo-oxygenase 2, Cox-2 )\ it 245 )3 81+
( multidrug resistance , MDR VEANFEIW G ST, 46
AdE1aA24 , f  Z Fft 1] T LA T4 ML) CRAd.
S AE LI, Ad5/3-Cox2L-D24 5 Ad5/3-mdr-D24
X CD44 " CD4247" i Jed 20 it 2L A5 38 1 % 3 1
FH. M4 Rb THAES CAR 2 AR M 218 B A0 b
()32 B 2 33X A 5 A, Jiang 450 R AdA24-
RGD Xof 3430 114 44 25 e Joi 98 4 e -5 4 48 e S g+ 44
MEAT 28 B T AR AL S8 10 I iR 7 O ik
HERIAIT AR .

4 P&{E CRAdA SR

JHFRE S G SR S CRA 78R 17697 o 2
P FEEEREPEAE ], T BEAL A CRA A AT 45 B0
V18T 53k P 200 L 1) B 3, T L A LA /N 1) 7
PEVET, BRI, REAIRF 3 5 S Js P il CRAd
T T — D EEE )
4.1 FBeARAT &1L

CRA ()1 75 P4 J2 CRAd JH 24 vh i K i 2
—o ALY NEN, AdS ARG, & T
90 % I B UKL AR H 2 I , IT- 88 E Y Kupffer 4
PR AR T A 53R 1 2 U R BTS2 o 4 i
WL, 10 AdS s 75 2 55 R T el T —
B, PR HR BE AR B OF T 40 L ) o S M AN AR
KR LRSS 72 HRYT h CRA #9Y72%, IF L
JRERIE = A B AR . IEAE SR AT TS R B, i 7
b T BT-240 ML ) S VB AR T 2 b e S AR IR
5 1 o BE I T FX B A, B DA oS SR AR
Frethi, BLEH S8R 7 FX (455, B8 A 0
AR BEXoF JH- A L A 32 BB o 3] N7 7S B AR PR Yy vy
AZ[X. 5( hypervariaty loop 5, HVRS )i A—"~3& A F
B AT SBIARR IR IL—A 75 FIHR AN A=Y
ZZ R RK( biotin accepter peptide , BAP )43, MTfii FH

1k FX 5754850 F 0 25 6, B I oms 2 204 % T 41
JHL B LT, Shashkova 2538 L Sy KL il 4 7 H
) CRA 7EARN R 48 253056 b, BE AR TE T 955 B X
i ) L T P, SCRRARG T 6 R A B PEAE T . TR R
X BRI EE AN AP ARSE [ HVRS XA — A1 F R A8,
W R Y N A R ke i 4 Sy~ e s R ik R S, S
WIRE H A5 1R & B polyethylene glycol , PEG )
T8 A, 1B 5 9 CRAD AN A BE % /T 3 6 k¢
Kupffer 203K X35 B L i HLH 55 041 je 9 5% A
Tt B A AR R R 43 F R0 0 PEG &5 2 ]
DL 1 5 A B B s AT

4.2 MRz Rk

BILAARXT T B 22 19 S 88 B v & CRAd FHAE ihod
FEPRIT 0 ) — KBRS . 4 REZENAEE /DA 1
HRIRE G I DL LIS IR B, a0 N TS 2 Ad2 4.5
7, R K 22 BN A7 A % 3 TS BRI 25 1 4 5
PESE . 4 LL AdS HI 7 CRAd #E ABLIARRE, HLIA G
PE SN T P AR B AR & T R R BB 406 B, T 40 i 2>
W LU (0 4 B Y B3 TR A 5 | A LA I 9 i 2 i,
G5 AT o R — R U AT Y v
i NI R 78 JH Al S 500 s At o S8 o 75
AR E CRA. 7SI LW R s 7 ke s A A
IR 311 (8 CRAd, I 78 sh A58 o A T 4%
UFITT R

PR BE TE AL Sa388 S g vh , AN Z5 455 B UKL
AIBCAARTT LLSOE #MA 2R G5, s 35 00K A B 0 RE B
FMASY T C3b . CAb 454 s AMA R g8, N I
AMATE BRI B 19 G2 S g ke T AR i )
AMAXT s 25 (0 THU B A% e AR AL A T R 2 1Y) e i
R Seregin 25 7] FH B A% 410 ] M AT 1 A4 M
PH5BKC complement inhibitor, COMPinh )%} CRAd f¥)
bhsedEAT i - % COMPinh 9 DNA J¥51 43 Bil46 A
MR RSP oE IX A C A5 2F £/ Hl-loop
X FRIBTER EEAM5E P ASA [FFE A7 9 COMPinh 43
L JC R X C R, REAS ARG 094 i AMA Y
W -

T CRAd (g 208, AEC )z W H T35
FRAIT ST . EAR B B AT M IEXT CRAD BB 2
B8 T A/ HEA , —128 CRAd 254 & 2 BE AR IR
N AR CASRFEAEVF 2 AN R o Bl XTI 20 5%
1 H #2 TR X A Bz s HL i L gk A5 T fin 4 T
TEAS AR 2R TN e 350 VR SR B TC o P
I B AR B

(£ % Wk ]
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S8 fRZE E ISR N IncRNAs ThEERY < &

B — 1 AR B2 B AR AT TRl S A 5 S A T IRARIATR 1 S S R 4L S 9 B 18, AE TS RNA A9 RE
WG RA 24 A fn Bl R X B s U . A & IR 22 1 K B E RS RN As( long noncoding RNAs, IncRNAs ) & %
FZ R IEETIRE SR , AHXS FEL T Y IncRNAs 56 AR U A HORAR/NI —38 4. I BERF 5T AU 25 78 F IncRNAs 1
FABEE Y ZHREME R 2 P, B — o /R T 0 R B S 28 N HH — Bt . XK A F Chang LR E MBS YL T
FEANEEE 1Y IncRNA : HOTTIP, {48 Y €5 1) 25 [ A 4, X403 35 R R 45 (R TR FE H

HOX FEPH GG HE S o s BE PR =i 5 S R0 T MR R E . FEFLEh Y HOX FIGRE 4 fife 3N A
B 4 AR E -, 25K 8 HOXA . HOXB . HOXC . HOXD $#:H #% . Chang 3286 %= BIEE KB T — 4> HOXC 13 & 5% 3¢ 1)
IncRNA : HOTAIR , X R AT TAEMS HE T HOXA 57 55,0 WF9E % B0, 16 B VR o 4 2 v, HOX A 37 05 Y 57 S A7 78 B i S 4 Y =5
Vi) 2 ks AR, 7R AR AR S A A P HOXA 9 3 it 77 70 8 I B8 28 (0 2 ) 42 i . 55 DR ARDGE 7, CHIP &5 8 & /R, 76 328 3t 41 . HOXA
PSR 53 AR AE AR /KT 1 H3K4me3 5 pol I FYEE G, 3 5 L BE BRI ) 238 P IO — 380 T 78 AT s A0 rp , HOXA 19 57
Uit H3K27me3 5 pol I FO45 A /K ARG, 3 th -5 HAG s b — 30

BRI R L, 1E HOXA 19 5368 — AN FE 950 RNA %5 378 A0 E T HA KM S i 2 kA s, 04
HAr 4 HOTTIP, HOTTIP k5N HOXA 1Y 533 K 58 4 — 34, (B H 40 88 (B M A1 #77F H3K4me3 il H3K27me3 AR
Bt Jn IR AR . RNA TG W , JLRBRE B AR 0 4% HOXA FE R (9 3R35 , I HLAKR B IR 55 i 7 T BE
WRBEZFRRT . E— W5 8/R, HOTTIP ABEMAS HOXA B 5w 5e (i 192 [RIFI 4 (B HIRECAE HOXA 55 A0 4128 &
AR5 IF H HOTTIP 2@ i 457 H3K4 F AL AS RS MLL 2 &R R #E1E R, X RS & 2 &K i WDRS /.

T2 ST ER TR IS i ) 2B ML rf HOXA 57 8504 5 3 () G €8 R 45 44 i HOXA ZE R 5 HOTTIP A — A3 ) 25 [ 422
filk, T HOTTIP #% SR BEAS M 12 WDRS #55 MLL & A&, M 3 & A H3Kdme3 1840 , 2F 2 0 HAE 5% . R SCH Il
Yt [ 25 A 55 I A B T IncRNA fOSHRERISE o, 8175 IncRNA BORIFSE T 4R P5 Ko ik D 20 14 25 6) 25 4 2 1T , % ik P 20 3 SR 1 45
Fl IncRNA DI REMTSY A EE NS HMME.
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