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PR, JR AR R 5 O A B RS IR T O Y 3 B
OB, WRAIR R MR KRR 4T AL
SR AEYAREY SIHRTRA, BAHEEWNIR
RE . Ak, K8E9E % % RNA (long non-
coding RNA, IncRNA) ffH—ZK B i 200 4~
(AN S Wi R AN IUE T N (i
WIS 2 B 7z i Y FsT Y £ W, IncRNA
IR “H MR R SR WL AL A L B
Lol Felm W ESF 2/ Or 2, TR R . M
1 28 56 % K i 96 13 B o 9 A R vk 2R ) 2 ok R oh
RIECHEM P EAE . D, —RIREE
ik 1Y IncRNA # A0 4% % 31, Hoi i & 22 1y 55 1
%, ZHIREAQRE B MMTV 5 G 0 58 F %L
b1 (wingless-related integration site, Wnt) /B-i%
I #H F (B-catenin signaling pathway, B-catenin) .
W 5 Wt UL B 3- 1% B (phosphoinositide 3-kinase,
PI3K) /# M # i B (protein kinase B, Akt) ., #
K kB 7E A 14 22 2% 200 SO 9 5 5l i, R 218
W) e 987 1) PR R A . AR S B AE R GE LR IncRNA i
PRV JRE A0 MO R B . R B RS . kB . ARoT T
24y I B i 06 30 S GV AR W) 2R AT O B SRR B O E e
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1 IncRNA #fif

IncRNA & — K F#id 200 45 ik . se=
B T A B e ) e AR L B o E U Y
BRI, AMTRBAIEH L 8 80% 1
DNA BE % Bl % 5, H v g i1 288 1 52 09 7 90 A 5
2y 2%, # R Z B kW 8 T AE dn % RNA,
IncRNA IF f2& 3% Hrp i e K BT RB & 241 — B,
H 5K E®KHE [ Wf /D RNA (microRNA,
miRNA)D . /N T #t RNA (small interfering RNA,
SIRNA | (9 9E 4 5 RNA J[7] 4 5 T 52 2% 1) 3 [ %
SEG I o T S

545 RNA R[], IncRNA Gl % A B A IF ik
Bl EEHE , HP A ORSFPERRAR, (HH KA B AW
AL U e S I s R S M . IneRNA it £
TCAL I o> AL A R M st il . et R S £
A 2 RS B R s 3 R GA . A AR R A 4
VERAE S50+, W& Ml . 1B idsim o+,
P2 miRNAs siE AR . ERSI a1, Bia
MR AW R e NAN S, REIEN
KHST, YRR R E AR AR

TEJRRE 4B, IncRNA & #5922 % 56 1 E 11
PR, W A, W, REEL K
B LA B o e o 20 3 o 9 A e AR, R D ik IR R
PSR R ThaE . I, WRABFSE IncRNA 78 1k
I A P PR R 4, 6 4 s iR R
KRB HLE . & B AE 0 AR bR R R T R
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AT TR A (5 I B TR T, i 2L B 5 R %
B EERS ROAITIEH, WL
D LncRNA V42 HE 55 8 M o 1y 25 55 B R AL,
TEMIEE 10 % LI IEE T, IncRNA {3 — 2
# 1 LncRNAREEBREZEEYWFIER

IncRNA Kik I REA HI F BT 5 15 o W I A 2 TR i i;}
FL.J20021 w A 8 %, RNA B2 7 B2 CDK1 mRNA LG ZBPLA Sy WS isams 250k (e dEanm
AT 25 48 O PANoptosis T
MIR600HG R#iks 9, ceRNA %7 ceRNA W it miR-424-5p, |- EUIETE R - AN 5
BTG2 T
HOXC13-AS M2 F WA R, A0 W IR A 5B FE N ceRNA IR Ff miR-485-5p, F i P dEse s E A R, g (Y
SRRt ceRNA, Hug il 4y IGF2BP2, %27 PD-L1 G b i
LINC00528 AR (WK AT RE IR, mOA G, IR AN U T G B TR B AR A A G 1l
BH) T R bRk
ZFAS1 [ E 32 e RNA B S5 &E M WDR4/m7G & M ¥ 5k B & M, 45 & (R8s R%2 . EMT 3]
Zh 4 IE R RBFOX2JE W 1E S 45t B i
LINC00319 RS I 9, o S PR P B 454 E2F1, 1M HMGB3, #8808 T 41 (R abens (222 A3 ()
o+ 41 A O i 54
H19 [SE3E PR, R W A8 (W) fig 5 EZH2 %3k 70k 56, 1T g8 aF miR-630 R fF 37 ik 0L 45 7 2% 0l
5 PRC2 A1 36) Ve 422 i
NEAT1 [E o {29, ceRNALZHEH  1FE 7 ceRNA W Fff miR-524-5p, 14 fEEREGE f27% W JE T (6]
B HDACL, ## PTEN ik
KIF26B-AS1 ik 85 RNALEAEE, 454 TFUSHEM, BE TLRA mRNA BT (23850 T8 A P U8 o7
Fa & mRNA MYD88/IRAK1/TRAF6 il #
GAS5 %k T3 {7 5 30 R 4 LW PTEN, 1 PI3K/AKT/mTOR Mg T REET 1Y
Bl PR T 55 4t i 0 BEL
BBOX1-AS1 ik LR RNALE S M, 454 SRSF1, 4 EFNB2 mRNA R &t (e ok sess 8 (2% (1)
FaE mRNA
RP11-297P16.3 ik A, EMT 45 JAFE EMT i 7 (98 N-cadherin/ TRHETH (R (201
Vimentin, | # E-cadherin)
SOX2-0T R30S fi24 , ceRNA £k ceRNA WE i miR-654, 1 CDK2., {25 iR 228, ik &Y
Bel-2 MMPs %5 31k T
LINC00152 [SE S {298 , ceRNA 5 ceRNA W fff miR-613 fRER s TR (222 e P
T
DLX6-AS1 RIS 98, ceRNA  {Ui YE N ceRNA W fff miR-26a, |8 TRPC3, {iiff 41 fu % 5t [23)
ke A B o Ak 45 g T G
HNF1A-AS1 ik T 2 W A Tk JE BT KR AL B R kTR R MR TR R s Y
EMT # XAr &9 GO/G1 39 H#
SNHG16 SN &9, ceRNA 15K ceRNA W fff miR-877-5p, 11 fEHEBET AEA (228 [25]
FOXP4
IRAIN &k TG, A L Rk Fih T U5 IGF IR {5538 B A1 ¢ T R 20 ) g 32k e (261
LINC00886 (i g, FWGREE 4 VEGFA/PIBK/AKT M 5 EMT a1 TR 22, mm 27
PR % Py R
LINC00888 S {295, ceRNA AR N ceRNA Ml miR-378g, 1 TFRC i b5 (278 i (28]
ZFAS1 [E- 32 {29 ,RNA &5 5 E H, %454 RBFOX2, 144 MENA e PE 8T8 R 5 R EMT (2]
(53 WD) EEY 5:A (% L MENAINVINV)
SBF2-AS1 k& ik P, ceRNA %5 ceRNA W fff miR-302b-3p, I TR 22 fs0)

TGFBR2, i EMT

BBOX1-AS1:BBOX1 & X RNA 1(BBOX1 antisense RNA 1) ; BCL2:B 4 Jiit 3k £ 2(B-cell lymphoma 2;BTG2) : BTG Hi 35l A 7 2(BTG
anti-proliferation factor 2) ;CD133: 43 b B 133(cluster of differentiation 133) ; CD 144 : 50 fL B 144 (cluster of differentiation 144) ; CDK1 : 41 ffg J# 31
K #CME #LBF 1 Ceyclin dependent kinase 1) 5 CDK2: 40 g J& 3] 8 (1 4K #i M 3% & 2 (cyclin dependent kinase 2) ; ceRNA: 35 4+ 4 P i
RNA (competing endogenous RNA) ; DLX6-AS1:DLX6 JZ L RNA 1(DLX6 antisense RNA 1) ; E-cadherin: I }7 45 %} 2 H Cepithelial cadherin) ;
E2F1:E2F # 5% R F 1(E2F transcription factor 1) ; EFNB2: fF it # 14 B2(ephrin B2) ; EM T : I J¥% -[f] Jiii /% {k (epithelial-mesenchymal transition) ;
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EZH2: zeste %&£ [K 1 5% 1 [] Y5 #) 2Cenhancer of zeste homolog 2) ; FOXP4: X 3k #fE P4 (forkhead box P4) ; FUS:FUS RNA %% 4 # H (FUS RNA
binding protein) ; GO/G1: GO/G1#(GO/G1 phase) ; GAS5: Az K 45 Hif 1 57 ¥k 5(growth arrest specific 5) ; H19: H19 El i B 5 &35 5% & (H19
imprinted maternally expressed transcript) ; HDACL: 41 % 1 % £ Bt L 1 Chistone deacetylase 1) ; HMGB3: & i #% 3 % #& (1 B3 Chigh mobility
group box 3) ;HNF1A-AS1: HNF1A & X RNA 1(HNF1A antisense RNA 1) ; HOXC13-AS: HOXC13 & ¥ RNA(HOXC13 antisense RNA) ;
IGFIR : Ji i Z A A K R F 1 % 4K (insulin like growth factor 1 receptor) ; IGF2BP2: il % Z FE £ K ] F 2 mRNA %5 4 4 11 2(insulin like growth
factor 2 mRNA binding protein 2) ; IRAIN: IGF1R Jz X EJig 9E 8 A i 4i i RNA(IGF 1R antisense imprinted non-protein coding RNA) ; IRAK1:
140 A 38 1 32 M Af 5 Bl 1 CGinterleukin 1 receptor associated kinase 1) ; KIF26B-AS1:KIF26B Jz X RNA 1(KIF26B antisense RNA 1) ;m6A :
N6- H 3t B2 3 (N6-methyladenosine) ; m7G: N7- H 3t & 4 (N7-methylguanosine) ; MENA: Ifi 7. 3 ) Enabled % 1 (ENAH %t A =
#1) (mammalian enabled (ENAH) ; MIR600HG : MIR600 45 = % K (MIR600 host gene) ;s MMP-7: 4 it 4> J& # H [ 7 (matrix metalloproteinase
7) s MMP-9: 3 it 4 J§ & 1 B 9 (matrix metalloproteinase 9) ; MMPs: 3& Ji 4 J& # 1 B (matrix metalloproteinases) ; mRNA: {5 fii
RNA (messenger RNA) ; mTOR: 5§ % % ¥ 2 1 (mechanistic target of rapamycin kinase) ; MYD88: MYDS88 4t K 3% {5 5 5 & i& fic
# (MYD88 innate immune signal transduction adaptor) ; cadherin: #ff £ £5 %} 2 (1 (neural cadherin) ; NEAT1: # &l B 41 % % 5t 4% 1 (nuclear
paraspeckle assembly transcript 1) ; PD-L1: £ J¥ ¥k 40 Ml € 1= B {& 1 (programmed cell death 1 ligand 1) ; PI3K: @ fi§ Bt WL B 3- 3%
fifi (phosphoinositide 3-kinase) ; PRC2: Z #i 11l #i] & 45 #) 2(polycomb repressive complex 2) ; PTEN « # iz i £ 5K #1 % 1 [ 4 (phosphatase and
tensin homolog) ; RBFOX2: RNA %% & fox-1 [7 # # 2 (RNA binding fox-1 homolog 2) ; RP11-297P16. 3: RP11-297P16. 3 % [H (RP11-
297P16. 3(clone-based symboD) ; SBF2-AS1:SBF2 Jz . RNA 1(SBF2 antisense RNA 1) ; SNHG16: /MZ{~ RNA fi5 3 3 A 16 (small nucleolar
RNA host gene 16) ; SOX2-OT : SOX2 F & #% 5t A4 (SOX2 overlapping transcript) ; SRSF1: 22 % 1% /K & R F & 59 $% [ 7 1(serine and arginine
rich splicing factor 1) ; TFRC : % 2k # 1 3% 1K (transferrin receptor) ; TGFBR2: % 1k 4 & A F B % 1A 2 (transforming growth factor beta receptor
2); TLR4: Toll £ 32 1Ak 4(Toll like receptor 4) ; TRAF6 - Jil 8 IR 3E [H F 52 & #1 5 [ F 6 (TNF receptor associated factor 6) ; TRPC3: i iif 22 4
7 BH B 3l 3 3 K % C B 51 3 (transient receptor potential cation channel subfamily C member 3) ; VEGFA: Ifil % I i 4 K [ F A (vascular
endothelial growth factor A) ; Vimentin: 3 J& 25 F (vimentin) ; WDR4: WD T &2 45 #38 4 (WD repeat domain 4) ; ZBP1: Z-DNA &5 & #H H 1(Z-
DNA binding protein 1);ZFAS1:ZNFX1 Jz X RNA 1(ZNFXI1 antisense RNA 1)

2.1 38 ceRNA ML A 42 W i ik e 2 B 9 4
HF IncRNA 38 i ceRNA HLHI W B miRNA, i b
SHEOOE T O A AL A U, DK T S T O ) B
. 228 R R T A R L X — ML S 2 A
IncRNA T RE#F 58 h fie 8 WX 2 — . fldn,
IncRNA MIR600HG 7EMi# 2 2 h 335 R, JE 2k
W B miR-424-5p, i B X i g 40 i 56 X BT G2
P L DA T 0 o D g A L A BS BE L E R S
278, JFIEFWT ", K lih, NEATL i i 45
4 miR-524-5p, LA E ML LBALEF HDACL Y
Fik, dEMFEACPTEN i & ALK, 306 AKT
T, AR MR AR K T SOX2-OT ) i
Bt miR-654, 5% Wi 40 g & ] % 1 (CDK2. cyclin
ED . HT-HXEEN (Bel2, Bax) M MMP By #
Ik, DT U 4 O g 20 MO B A . PR T SRR Y.
AN, LINCO00152 i i ¥ 45 W B miR-613, {2 if M
% R 41 ffg 9%  (laryngeal squamous cell carcinoma,
LSCC) W5 5% ™5 LncRNA DLX6-AS1iH#
it miR-26a/ TRPC3 Rl i 42 Z b AR 55 25 F R 8 5 1%
PR A, HESh A 4 5 LncRNA SNHG16
i 1 miR-877-5p/FOXP4 il {2 #f LSCC #f J& = ;
LINCO00888 3 i miR-378g/ TFRC i 4% 55 ifr 92 4
JitL i 3 A 5 42 ZE RE YL ik S o Sk ] SR
ceRNA HLHl /2 IncRNA I8 45 iz 985 JE PR 3% 35 W 2% 19
55, Wt T 4R miRNA-mRNA A B AEH, [A4%
A R RS i I

HEBHBMWE, BBV LBRT
ceRNA BLH, [ A T B8 B T it 1 3 P4 i) 2L 44
Ty fig o A OG5 53 i . B, LINC00152/miR-
613 % 1Y T U L AT A BB 2, SOX2-OT/miR-
654 il H miR-654 (1 H & ¥ JE K ) 2% oK 5¢ 4 fi%
Br 2, X BB OR ceRNA P8 4% M 45 19 &2 4, R
Kl B Z WM E A 5 L R — R
2.2 JE 5HEAFAHEAE ARG S #E B S RNA
Rt BRT ceRNAMLH, #4 IncRNA i & B
mHEARES S, 2mEREE. BimkAsS
fg, B A R (S I RNA AR, 76 W
HE JE & HEOCHEAE M o B, IncRNA KIF26B-
AS1 il it 45 4 RNA 45 4 4 1 FUS, 13 TLR4
mRNA [ 52 & M, #I1§ TLR4/MYDSS/IRAK1/
TRAF6 {555, DI A2 2 e 98 0 ek gk e 17, 2%
L H#1 , IncRNA BBOXI1-AS1 ii i #4 5% SRSF1 &
H, 4EFF EFNB2 mRNA B8 E M, 251 0 28 0 5
A0 M A S AR 28 1Y ZFASTAE ZTHF5E B dE
NEfFZHEBFEYDR: — I, B A IR
£ RBFOX2 #E M, 448 MENA %& K 19 3k % 4% 59
B, fRUEEMT S5hg kg = 5 —hm, erhy
WDR4/m7G B MG TE W IE [ R 30 %, 3l i 35 [ 5
faE ek — B O BUEEH . DL R R,
IncRNA Al 3@ £F 782 “ 3228”7 s “@EEER " 401,
JE 4 RNA 256 8 (i 06t slcfese M, e sgm T
3L Rk 54T, tesh, LINCO00319 id i
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B AR N T E2FL, ¥ H AR5 %E HMGB3 3
BF Ik, I HMGB3 3k, A 5 i 98 40 i
T 40 M RE R 1 S R RE ) L X — ML e R T
IncRNA 75§ s K P M B K KRR Re 11, #
e T HAE B M. Ak, XL T 28
A7tk 2 X6 2 T AH AR A 25 R Rl B AR 2 A 6 A
IAEA DT, HIGIRFEARIEAZ, RAEFHE
S5 K6 A W) 2 51 DR BA B i — 28 TR ML A7 5T
2.3 Ik e W 35 1 B A A R AR R e SR
15 % I 5 & IncRNA 2 BE R R B &2 Lz
—, fU§5 DNA H 3Lk . A\ ABME . 75
H1, 24 IncRNA (%35 %2 RW st AL DU, =
BB L] 1 Sy 3 W 358 A% 1 45 TR 52 e T i R PR R
ik. BN, HNF1A-ASL ik 2z H)F 87X CpG
5 AR, 2 B R A B LR A AT K R
% IncRNA 13 Ik GEM H EMT 2E 72, & 4% i 1
AL B, LINCO008S86 i[5 3 8 1 Ak
1M 2RIk UUER, K 2 3% 35 7T 3 o 40 ] VEGFA/
PISK/AKT i % 5 EMT #EF2, 30l g 4 4 7,
XUERF AT R B, DNA H LAk 2 0 #5410 J# IncRNA
RIXMEEHE, H LB e A IRIT
Wi

5 —J7r M, IncRNA o 7] 1 o 3 Wi 14 2 4
FIFE SN Bt , H19 75 EBV FH M e vh s 55
ik, JFSHE N W IR EZH2 193K 1k 5 57
%, HE R HT B8 i IR 4R EZH2 A 50 41 (B i
A R R N U N R 0 Sl i NIE 2 ol
H19 & 7538 i3 1 55 EZH2 s Hofth e (o R 181 B & 9
P4 SE I TORR, AL B B

AN, RNA M40 m°A . m7G 16 i 4 ] 5
M IncRNA 1y f2 Pk 5T ae . 40, WDR4 i
m7G &M a8, ZFAST R E M, B BUR 98 1F Bt
Bopg . m®A A & IneRNA 25 4 (W
LINC00528. SNHG12 45) 7 W 9 1 5 500 v
NHTETEME . X R R, IncRNA 53R
1A% A8 U 22 18] A7 A6 LI ] 5 0C &, LR A a2 4%
F18) 255 D] 2 35 T 45 I 2%
2.4 I AN AR I 1% 5 IR R B B R ) R
R R U R, IncRNA A i A 4
FE 4 18] % 38, 52 o e R G0 B B 1 928 4 L B
AE 5 40 i fe] TR, AT 0 A I R T o kR
PEVERE . R T & HOXC13-AS, % IncRNA
M2 HY [ W5 240 Jf Sk 58 1% A0 WA 1 3ef 326 22 0 s 4 i, 3
it ceRNA HLH W% fff miR-485-5p, 4 IGF2BP2 5
PD-L1 &35, #0061 T 40 M % 1k, 42 i 50 9% b i .

X — W 5T 78 T IR B B 85 b G 28 AN i 5 e AN
i AM A IneRNA #E4T “XHE” ML, R
PEIRIT AL TR 5 . b, m°A A€ IncRNA
Bl S B0 AT A g A0 RIS i 5 g A A s
PR IncRNA 75 5 %8 Jif 83 o s A 38 vh BT T2 4
Mo Ak, s Huifis A, H 2 W0t ik 5k
BUNRUB AL, B I R AS o AR A IncRNA 5 2
PES RN RGBT, AR S AR RS
20, G 8 21 A A5 R BE— 25 B LI R B L
2.5 i PE AR AN AT Ty 25 IR T HRL RS R
B LncRNA T 8 ¥ W g 4 M gt 1~ o7 =8 Can i
T, WA T T R ARyT kB i &
HEEAEM, X5 8 E WG KIE 7 i % YA 56 .
fil4n , F1.J20021 i i # 5 CDK1 mRNA £ & % ,
i ZBP1 K4 A9 72 P8 1= (PANoptosis) , M i 42
PEMERI AT 25 O, R R AT T
SR BEE P TR AE (D A BE T O 5K, SR A £ Fh AE
TR A2 B Ur R R 4 YL A 98 B UK PANoptosis
WE& 51 A MR 25058, R vl IRAb YT IR PS4t T
LA L B, GASS i it PISK/AKT/
mTOR 5 538 i, BoRgniE 5, &
FE % /E 1Y NEATI i@ #f HDAC1/PTEN/
AKT i g o= U SOX2-OT 38 &k 94 45 98 7 4
KEHFEFMMAT: Y KR ENH, IncRNA
A 3 1 i 22 Bl A0 AT T S i R R AN Y A
SR . (AR, BT E N —Fh
BRI IR T i AE T Oy 5, FE B it 25 H
7522 B G o AR AR SR T AN R T ME g RSB T
H2E IneRNA BIBF5T, (H A H /s HoAe T 98 i 24 o
M FE T, R f 76 Mk 98 b A T BB A7 e 2 UL, E
Bk — R,
2.6 L AR EMT 5 40 i 55 P 42 2 ik 5 5% %
EMT J2 i 988 41 it 4K 75 3 4% 5 1= 22 A8 1 1 o6 g it
2, 21 IncRNA # o 7 2 EMT #H ¢ br 3k ) 5 5%
SRR TR Mk % A% . i, RP11-297P16. 3 mifik
J5 0] 94 E-cadherin, T 4 N-cadherin 5 Vimentin,
M LSCC 4 M iE® 51278 s HNF1A-AS1 i@
i 0 Snaill. Slug % # 5 B 7 40 fil EMT ™,
SBF2-AS1 i i3 miR-302b-3p/ TGFBR2 #l 41
EMT 588 ', X $WF 58 2 T IncRNA £ 8 4%
U Jis 40 Bl 3 Bl ok 5 e RSV R VR . o —
LINCO00319 i@ # E2F1/HMGB3 il % 3 CD133 *
CD144 " s T 4i i iy B 3R 3037 5 s ae oy Y, 42
7R IncRNA 76 48 15 [ 88 1 20 i 45 P vb gs 493 16 2 22 £
0 b T 40 B 2 b 5 R SRS AR R, A X
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%2 IncRNA 1+ i ol 6847 By T8 B i e 1 40 |
3t B TR o

3 HMESRZ

IncRNA 7E Wi 353 & A5 & Fe b 1) i VB H 25 7
W, ACERGLGR T ZF IncRNA il 1 2 W8t 1% |
ok M sk R A 2 R RHL 2 5 I 45 M i 44 L
WagE . RFE . ERE . ARYT T 24 Bt e ik i A T P
AT R GE E R . X B AN R T
IncRNA 7E Mg i i SCHE D i, o ST R AEY)
PR RR T R T AR, A, HAT
IR AT AEAE A T R A RO R R R B e
ZHEARAR R T A S s A, Bz R
Z P I R REAS B AIE , IncRNA [ 1if PR # 4k i% 72
MONBARE ; ok, IneRNAFEMIMLEIE Z¢, A
SEA W AT S S E N S SN Y
SEYEL A R B A, IncRNA FE fif i £ 6 55
PR g B2 . IR YT BT B A A A A PIL R F
FANE R, UH R AR Wy . SR %
B2 AT Y I A £ 3 R TS AT AE 0

A M, BRBE TR — R B AR Y R
Jo 3t SR Ak 9K Bl R P Al AE T O 3, ST AR OR TE
Mg mTr Mt &2 XE. oA REN,
IncRNA 1 3 33 I8 2 Bk 8 7~ ¢ 4y 7 ok 1 Ui (s % il

5 Jo 96 A0 L X AR L RO B B VA T ) R
P R H AT MESE PR FE T AH O IncRNA Y BIF5E 1
JEA RS A b R Chn i L Al /D 4 s
JE) B BER, AT LAHED IncRNA A 5 59 82k 58 7 7 5
W 2% 76 W g v B B BB T . RORIESR N R &
B W g T 22 S AR GR R BE T2 A OC IneRNA, IR A
fif BT I8 F ceRNA L 8 10T B A 8l 38 W a5t 1% 15 1
A5 7 3R 9 R T URE 1 4 AL, IR R R L
TEMERRTT 25 . SR B R iae. e, 454
FAE © NEA /D BB G R FEA, PTAS HE )
BRAE T HH OC IncRNA B &£ 50 ia 97 CIniign . ik
I7) 1 PN R B ek g A, A B O o R R 9 YA T IR
Bree pbBr R mg . A, BRIE TS R ORI A
SO IE AR AR O, B0 IneRNA A 838 i 4h s 14
&3k 2 e AN, V8 i 9 AH 6 v 200 R A A 3 T
A0 B T AE AR 5 R PR TR Y G 2 D 41
FET- . X85 [n] (4 58 0 4 A I s ) K 1 1297 T R
B ) L

AR5 N HE— LB A 2 A FRE S IR
B, K IneRNA-HE 5 — 32 80 2 [ 1) 2l 24 8 45 [
W, AT . AN/ R R SRR R,

TR AIE ST 00 A A DGR S ALl . R, RRE
HASRAT INcRNA 5 RNA B . w2858 | H
Jo AR S 2 T A SOXF IR, G H 6 T A R
J b LT 2 AR R G A R I Ui RE . A
AR BE 27 1, R IncRNA VE R B 3% 16 45 &
SR AIRIT I A AT R, IR R EE TR AY
/NGRS B AR ST ORI, KA B T4 Sl ik
T RG ME12 97 09 52 T PR E e L O B 2R R OME 5 B
ARAVHT, IncRNA WF 584 52 Ay M 95 0 BL ) 21 A 5 11
PRAE BT RE BT ) B8 AR o
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