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B FUE P HIA mRNA Al LSRR

E> _1]:_?]}] 1) g{" 47"%;; 2 F‘ij:l%kj_'{; 1 f/-? _1;,_ 1) #%
(" HRZER S B e E A e ) TH 5 R S %, BRI 2000325
DWHT IR # Be 2% &, bl 310015)

T RBUR R IR, AR mRNA w28 505 ] REAE AN R R R ORI R A A AR AT R AR . 2 5 035
JE 596 PR A mRINA T A2 BY 52 (1 D4 2 R MO0 P Qi A 35 7 B BB 5(ISS) . Ah i 1 B35 a1 (ESS)A%, Sl 14
1 SRp55. SC35. SF2/ASF. PTB S&BYH 1N . I WISt REACBL, A7 2 P55 JB TR AH G (135 [ 52 31 W] 22 BT IR 4%

BRI 7 PRI 7 B AR B IlIESE

PR, RSB TR TR mRNA T AR B R AR RN T iR

JE TR AR 3 TR AR T N IR BUR (L SE WA T 4 R v AE S A

KA RUE, TR mRNA, AR,
FRAES Q7. RT3

B 0 N AR AR, BE RIE)
70% [N 2 JE R #4776 BT A8 mRNA ] AR By F2 0 7Y,
ﬁuﬁmaﬁmﬁw%mmmTEU%fﬁlﬁ

Eas A invilil %#ﬁ*kﬁiﬁﬁmmEE%
i@%#? AT AR B AR PR R B I R T A
S ALV e B IA T2 Bk RS, AE IE Al
JUTPA S R AR R I n] AR BY . SR, 70 i 98 4
T KR ) S AR BT AR AT, HAT & RN,
EZ P (LI S5 AT I DL & ph
SRR R AR, S 5 R & A % )
AR FEE, 4 CD44. MDM2. FHIT %%, B A
[ A% S B 2% (1) R AP, I A S BT B 1) kA T LA
Ji g O R DR v, B A LA 1 e R e AR A
(R B B0 2B 7R o) Se i LR, AR B
F A HEE SO IS R R, AR AT AR A
5 IR R A T A0 PROIR S 1 S AR 4. BRI
980 TP IR AT AR mRNA P AR BY H2 70 W8 (14 S 12 W Je
AT AR L N RN TR A Sk B LI
Jeifhseg, AR 2., HOR[RIS AL e i LA A
A A v, FAXE LS W, 1R MRS K.
AT, LR s ROV R, ek
9o v 22 P L g A % 11 25 ERLAE 7 S i R ] AR B 42,
PLoRAT SRR mRNA 7] A B 42 7] 58 70 )18 5T R
AP E A AW, KL, BT mRNA 7] AR 85 %

=Wl & eSS

FERE TR (11535 AL A B e R 7 v A B
X ELTF IR NRE. fatl, A SCH AEX L 5 5
T Hh T A mRNA w] A2 BY 45 (K BF 70 2F e A T
ZRIR.

1 HIfA mRNA 7] ZSTEALH] 9148

ARG HZ N KAA A E TR
I, GRb ek 5 AR I /R mRNA. {7 /& mRNA J# it
AIARBYRE R, FLPT S AN T Rk R M AL
IREEAE— . HANJE IR AT L3 L AT /& mRNA T 4k
BF ARG RARER RS RN ER5Es
AH S (R 1 BT 28 m) AR B 4w DA N B2 R e
M F B, SUREADHERL R E AL R E S, T L
T 2t B N U T o R P I . mRNA (1)
R PE LB A, MK mRNA [ BYH 2 E “8Y
FEANR T HEAT 1Y, BT 2 /N 4R 4L 5 snRNPs,
hnRNPs F1 SR £ H LA G E E, B REHE I N
RSN G T AN R B v, SRS AT Y
P - R N DL 2B N IR AN B R k.
BRI R, BYENMAMGR AT a2, FEATH

P AR R R AR 4 T B 5 H (2006003).
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1) IS I 0 AN [R] (1) 20 43 3547 RNA-RNA. RNA- #&
FI5T 8 0 - A T ) A 9L 3 hr AR B
R IR 2RS0T 40y 2 SR oA s 28 5 A
T O R AT A mRNA _EEFE 74, 58T
FEHh o 1 RO 7. XL oA R S R RNA &5
BEANS AN A, Wil RNA- 8 A A AR
SR B By A s B AL SR R g R S
A& mRNA 256 (Rl 2 5 Mo pF 45 60) W i iy
A& mRNA 8477 U A 5, 24045 HnRNP
H A, SR & A SR AHICH 1 KRN, 1E 7 3%
) 1 s X 1 DAL~ 20 0 T DA &5 5 T K mRNA E 1
BYBE I i R 1, SRS 52 snRNP F1I A BY
LT 5 RNA 9454, MIfEdE / $0H) 85 447 5
AR, FF R A F mRNA A DL &

[ Ao
2 BE5SEI{K mRNA AJZEETiE

VF 2 JE DRI e B PE BT 4 5 I AH OC . Wang
SEUAFH Y 347 J7 4 EST X} RefSeq 204 211 11 014
2 mRNA BT T L 7347, RILAE W BERY 26 258
ANF AR B A, A7 845 AL R AT B 1 SC
1. Xu ZE095 1 H 200 J7 4% EST XJ 5 A 41 1 Le o)
SIHTRR I T 316 AN Ry o 1tk 1) BY 4 YL axX 4t
5 bR A SR I A S IR W R (7 A, B U Y A
mRNA HJAZ AT G IR e RO, B
55y AR B O 5 R P AR DG ) S X 1 1Y A
FIOC. W1 CD44 431, & BAA MRS T8 LA
S 5 B A AR R D) RE, i ek FERE DR Y
10 MM B F R BTHE (S BT 6~15) 7] LLEIA
— RGN MR TH B (1. 2 FF CD44 [k PedE By
PR ORI S FUIE . 45 i 5 e R A0 e ) N
12 DA B3 s 2 AH DR IEU. JIRe T 8 mRNA ) 1] AR
BY 2 82 X oo A s s T R T s, e
CD44 [T mRNA [ o] A8 BU 8 5, 3 va 4b
BA A EEAILME T C/A- rich JF741,
% C/A-rich J¥ ¥ g% 5 SR & [ Tra2-Bl Ll K&
YB-1(—# DNA- &5 &8 EDAER, T2 3F pl 24
mRNA 1 v4 Hlv5 Sh I, 534h—Fh SR &
F SC35 MRS LLFS$T Tra2-B1 LA K YB-1 f4FE FUse,
Fah, HIURE R A AR OCH BRCAL n] AR BY 4241 )
i 52 Je A AR o /R, b fE 5 18
SHE TP AR, T a5 SR EH
SF2/ASF 454 AN G B9 1 /P 41, I id&
BCER 18 5 Ah k1 A e U7, B iR AR OC 1 R i

mRNA ] 22 BT 5T H AT AN Wrdt g rp, Aok
22 1D JI R 4 UE S 5 HT 4K mRINA 7] 48 BY 385 1) ¢
%, T HICAT AR B R 10 3 A IR AR 12 W L KGR T
TR B Rk, H AT A A H LR T
AR DY AU A IR (K A RS 1, X B
FEAR I 7 AL AT 3 BUREAE K 7 5 HLBRDE AR A
2, LR A DG AR IR R I, % BT
APy 2R SCRA B T AR B K P P AR TR 6 7 v B
Y5 T5 10, AR T TR R AR R

3 BRREBHRIEI{A mRNA I BT

H AR 0 o R0, A7 AE HT A& mRNA w48
BRI R A 2, JLrA A HR AN M T AH DG E R . 4
LA I B R AR R &P S
T, YN RS2 ARSESE, X — D EHIE T IR T8
Ay R A TR 52 2 . AR S DR A e i e 4t M v
FEMIER, b THETI4ie, B3 R Er o 3
P BN R SE R B DGR, B
fiff . SZARDL RS FIEIE LR, 38 =2 A R A
RHEL.

3.1 BB o Beb g 4D ) B B R 4E ok B E Y AR
mRNA 7] 575

Zatcowa 2GSRI T 7 NS AN B T L)
NF-1 Z845 I FI0I0 4 A Xof H A= R0 AN S8 AR () NF-1 )
ESE HH47 70, KRIL 7 ARAHH 6 MsA T
ESE [45kik, 7 AN5848 (%) BSE 5 B 4= 284 L 56t 4
T BT B 5 A H 9k 59 . Baralle 550X} 1 42 NF1
FEPRI AT AR By (WA By B o AT TR, R
36 5 37 SHNE FAMGE L 37 SH RN
T BN RTAI(ESE) S 5, [RIRTIETE N 31 % 38
5ANE ISR R 2 L X A7 AE, I ESE 5 AR
SF836 5 37 FHMNE T HIRK L. ARATEE W
AL NF-1 (1 3 SR T N& T
A /NN, #F9T T ESE X NF-1 1) 3 5481
BURERE R, R 3 SANE T RIS bk
A A G-C G, 3 5 A 87 R 5% s it ke s
B, B UlsnRNA AREVK % N, 1M
WA C-G 5845 f) UlsnRNA, A LIk 3 5
A1 5T 48 N 29, Colapietro 2521 & B, NF1 & [A]
7 GBI A SR T AR
(1) ESE $5 sk IL A 741, 7 H oL R T el
SC35 LA M SF2/ASF %% SR 4K (1A HAF ], i 5 H:
HMEL T T I 57~58 BT IR AL K HE GC—AA RAZ,
I 25 B4 SC35 F1 SF2/ASF 5 ESE (454, M
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FETH T FHE TR, DL uE S,
NF1 [R50 0] A8 B2 5 i J0Ied 1) A8 2 IR EAE AR D%
PE, HAE NF1 AP B E (i b, ook DL &
SR Y5 5H A B 10T AR B B2 A TR
b, B2 A DGR oA s R - LA
VSR SRR BN I N 5= Wi £ D W W e 4
IE NF1 (5 nT AR By 4z, Wi RAS {55 #4508 i
A b 20 PR P S, O o AR AT R A e ) A PR AR
JERERSRE ST, WL T R I 1) i) 8

Ras (IF0HIED] RSU-1 AOFEIE nf LA e i ot
6 40 1 S A 2 A i ) AR IR T i DR )
AEZt R A B Chunduru 5522 I, RSU-1 7E
NI TR A M B T 858 bp [ EFAETI AN, JEH
BT AN TR 133 bp AN B TR, %4 S
TR PR 30% 1 1y 2 0 e o geg LA K 2/3 1) 71>
R h2IE, 70 A Rk A 28 i g DL R B I
S5 e RN IR A A 3Rk, R B R P 2E
DT T h, BARRE, UL R IR RS S EUE
W RSU-1 () REde Kami/b, BRI RSU-1 0] BLFR i
I e 4 L 20 M, g A B3 S SR e B
(1) RSU-1, 0] LAfig Bont e A= 1 BR il

Mdm?2 &R R —AN P53 3L A 1) 67 45 2R
S P 1 oY O O D W& S e Rl B )
AEEEH, BTl PS3 f gt At
2 AR ) PS3 AF LK R AT, DE ORI, AR
J R0 8 R ) AR L T 4N R R Mdm?2 (R4 1
i #iE5 54 10%, Matsumoto 252058 i %f 66 4
AN 2500 B R 0 R (RIS R B, A IR R4 e
1 Mdm?2 ¥ 258 BUAR GO 1) B o 2w, A 33 H
IR JFe0RE TR AT 22 49 B Mdm2 A8 BT AL, T
76 12 B AT A Mg e A, R, R R
Kot i 5 AR BB A rf, Mdm2- b ) H BEAT
Rl EB WA 4 3 12 S RT3 —
IIESEIE KB, Mdm2-b ] BUIEHEIE P53 46 1)
A K, PRI B T DL K b NF-xB % A
RelA WAL RIEP. AR R L P, Mdm2-b id 3%
LA LA S IR T S A K, S AN LR B 2 W0 7
7 E-myc B3 5P n] DL o g 16 2R i, PR
Mdm?2 F [R] /AR S B 52 W 20 75 fise g 1) A= k2B
AIRERIEAER, (R IR A Rt — DB TR SE.

Cdk FHIHEL P16 i it v] AR By 422 ] LA A —
T E) P14(ARF), P14(ARF)& WAL L P16 filly
P16 i 5 RIS IR P15 #B80] LU A 240 e ) 39 1y 47 5
RS540 A M. Simon ZPVE L, £ 9

AR IR TR A e, 5 7 Fhai g P16, P15
DL P14(ARF) ) 0%, A6 G N P16+ P15 140l
A LIK 2 i DRI AT L B S A 1) Jiegg )
b, FEAERCHEER IR I 40 f b P16 P15 [RIASZ
3. P16+ P15 LA A P14(ARF){E S 4= 78 P53 A7 4E
I D REAHAL,  #E AL I R AR -, 9 AZ 1)
P53 M) 2 AR e AT P, Inoue Z5BUR I, 411 A
N TGt A m] DA e 77 15 R840 Mt v 1 ff 30k
P16. P14(ARF)LL K P15, FLAZHE/KT 25| 1) 41
JiJs 5 PS3 ARAS AT 6. ik 4 N T4 Ak
& SLA IR 2 AR LE IR 41 i Y 3\ P16+ P14(ARF) LA
Je P15, A5 m LATE 00 il i S8 440 e £ 15 B DA % %
RGN RIEER, AR — DR

32 RREGE. SHRUERSFEEEEEIK
mRNA 7] 3T 57435

TENRE A AR R by, R T g 0 ) AT 2R
AT SR R AR DAAR I8 AT AH 24 22 1) S TR 2 i 12
HEIEDR P0S, IX S IEFE S Rz ik, (5508
BB TIIE ., MEAEAE, PO DR IR AT 4E
9 A K N7 5248 (FGER1) 35 R ) 48 mRNA 7]
BT R . BN, HAeEh
A 5% 1) 25 5 DR AT A% B N FR 7 fi JOORg P e e
5 o3 A, AT AR BRI AL A LA B AR
ARk BT,

2 AE UE SE AT 4E Al A KT 2 A
(FGFRYE 5 % F i 42 W] Be A 22 B I e 1) i A i
b AR EEAEH, W50KI FGF-R 76 N 2 B 4
IR R R ) R P R AR )RR R A B AR A
FGFRI1 ] o M 7281 nT AR By 32 m] LU= 2 2 Fh il
B, B o SN2 T FGFR1a LEA S o S8
T FGFR1B. FGFR1 7 1F 5 [ it 0 41 i DA S AR 4%
SR T4 s v RIA R D BRIk, (RTEE
IR I 2 g v HL AR OA — A AT AR BY Bz
FGFRI1B. [ R BE (1) )5 0 ded FGFR1 1314 W) 72 i
FGFR1q #] FGFR1B A2 4k. FGFRIB FL 47 2 M4 ¥k
BREL AREM OB S BIR S5 44, 17 FGFR 1o 1)
BAT 3 N [FRE R FRAR 45 73, 2 5975 FGFR1a
AT AR B 4z 1 K TG A BE A T B L )
(ISS)YHAT 4 e T B A il 7> F1 (ESS). Jin S5EB4 351
RILT — 69 M RIS 217 By B o 1
BT 3 AL TR R, LG 2 AN/ BT
B DA — AN, 8 SR AN R s DUTE
RIL, ZX AT LLE SRpSS 454, 1M 2Bk SRp5S
JaH o AP R TG EACT 90% /4. /1 SNB19
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BB TR AN L, RSO o B FARBA,
1M SRp55 v LAE #E 1% 4 2 7 145 N, 1SS Al
ESS AT Lk #2405 SRpSS 15 F 1) A& 5. Jin 25093
—BWIC R, {5 FGFRI1 /MR L gemt, 8
R 7 PTB W] DA 1% 265 = oo 4 25 45 9 B A2 1)
ZANE T RIS S Ah, RN R A R
PTB W3Rk EAE IR 4t i b by iy, $2oR PTB 75:%
P J o 40 a3 v T g S5 FGFRIB WK 7R ) i 2% 7K A
e AR N N S e 4 M v G416 FGFR1 n] A2 BY
FEH) o M T BT (R B R UE)ISS SRR T IR
AU R 0 FGFR1 JE K o AN TIOR3
BN E T L IE 70%, {H 0 [R] I S A IR B
P i LRV IR 1SS AN BERG N FC 40 12 7 (1 e A
RO, U B IR A R o R AN LA T
. 5 i 90 40 e v B4 FGFR1 ¥ o 202 1 1R 4
AT 90%, AN 23 5% M 15 5% 40 i (1 A= KA O
{H 21 B N Caspase3 Fl1 Caspase7 3% P &1 B in
BT, i g FGER (1) 7] A% B 82 K Ll #2314 43 7 HL
LA R g — W90, AR P53 R H AT LLsE i
bFGF L) M FGFR1 %3k, $#onAEHI R R 445 ] g 22
M P53 5 @A dtAT.

X 4 Tl 8 0 T L R R A T BT A
HATC& R, KL A0 2 7 (BK)i i L &
T 205 T 3 1 ] A% BB W 20 5 8 R ) R AR A
Horb, BKHEE AN 1 A K o R R A
HI T3 o WA AR BY 42, 78R IR i A 1 41
ZUSK PRI T BK IS S AW mEkis, HIL
Fk 5 PR 0 MR R R AR AN O, 7R R TR 41
H, BKCEE 6 15 PR RBURK I B v L2 0d A
Hill 771 Tberiotoxin RJ LA g JiJeq 4 e 1) A= 418390, H
H— AN BT R gBK A — NS AL T BK I8
8 C AR 15 AN B AL SIS B 7, v iy 34
AN LR . A VU B9 4 il b R I8 gBK ] LU D
Iberiotoxin #UE FF) HL VL. 12 BY $2 0 B 7E 22 B 11 o 41
ZLLL ST AR A7 AR, s e AR Y BK Al IE 1)
hfe 7 A EEAEH®. S a6, AWM T 25450 18
Ca(v)3.1 fEIR e B AFAE AT AR BT 4, JL (1) W3
A LA 25 F1 26 A 51 I AR BT AR 3 AN AN ]
[F)F 7 (Ca(v)3.1a, Ca(v)3.1b, Ca(v)3.1bc), IF %)
Jixi 20 25 rh B Ca(v)3.1a ik, M0 AE B R
Ca(v)3.1bc 7 Z#(#4, Latour S5 R T — M
o R S Ca(v)3.lac, {F 41 B o 15 I 4 4y
Ca(v)3.lac T LAfH %1 5 Ca(v)3.1b ABLIK) HL I HAL I
R DL SRR IR E, (HR R S IR R R

2. CURILIIX 2 Fhey 1l 3 1) 5 ) A8 By IR
JTUIRE IR A2 DA SRS Ry AT B o (i Ry 20
5.

2 Ml A i SR T A AE FT AR BT R I AR, A
AL 2 B MR A 7 3 (WTERT) rf A% BY 452 (14 4% W 7Y
(relh TERT) A+B+. Adel DL J Bdel 7EAKZ 5 F = 4%
PRI B8 TP I IR AR AR B 2 22 ), Hoh A+B+7E
RGN R, A 17 WAERIS, MERR
AP RIE Y 96.3%, HAE 59.3% 1 5 280 I R
h BB A G R iR 32 SR TE Adel A
Bdel, i H] hTERT AN [ 3. 2 f) 4 08 7 JI Jot Jjd 4 2E
(et i o (R AR 8 i A7 551, Shervington 451+
(IIFSTRE— 2B AE 2 hTERT M HL 44300 780 w) DAAF: g e
SRR W () 4 bR k. SRR BEIG I 1) 37 ] AR B 3¢
WP AChE-S Hl AChE-R mRNA 75 A FE 41 H e v 1)
BRI IR AR 28 e A5G, THC 275 A AChE-S
70 5L TR J88 40 i A7 AW PR T2AH DG IE ] Caspase 9 1)
] AR BV Caspase 9S A4S/ DELLThRELL, M
1M A LAAAR] N I Caspase 9 IVEH, 762 T 41 &
DL K B i 22 4 i 988 40 B rh J2 35 Hb 2R 0k Caspase 9S
mRNA, T7EAEF AN A T4 M rp A b i &
ik, Wl kR ik Caspase 9S 7] AR LN-229 2
41 IR 40 AN 52 CD95 FCAR A ST T2, H 2 A8 e
#RIA Caspase 9 ¥ Caspase 9S ZIANfE 4% LN-18 Fil
LN-229 J JE 20 0 J67 40 L CDOSL 54 Jfa 25 25 M) 1)
HUEYE, $7K Caspase 9 LA ) Caspase 9S 7E € A
SETE AN M 40 B o e e AN R E I R R, (]
FHIR IR IR AT gk — P RN
3.3 HAsAMEMHEXEE AR mRNA AJ 505

A [P A7 AE AT A mRNA 0] A% BY 452 (1) i i 9 AH
RIEPIE AL H5 20 4 B &6 I 731 (NCAMLI). A7
PRI 2R 1 (1p45). AR5 EpE i L AR B Ve R 308
2 1 (GPNMB). 2 25987 v % 400 1 % 11 (melanoma
inhibiting activity protein, MIA). i 15 KX ¥ 4
(RFX4). T AHOCEE (1 2(MAP-2). S fihifh 75 5 [
(syntaxin 1C). #485 H C(tenascin C)LL % I % 'R fify
AHORHE I (TRP-2) 4%, JXHEJ DA {1 A A8 B 42 0 A A7 (1)
AL S B AR R IO Re AT R R A 0, T A A
s R AR P B, ASBER IR R, PR e IR
JoE I AR R e rp R DR R IR R ) 2 REE S e
PE, BT LA S A IR TR R 2 W LA SR 7
P R SO R 3 — 20 ) .

LA B E B> T (NCAML) & — R e 48 &
G I 1) S BRER TR OB M I, ] REAE KA
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PRI TR 1) A h R AR F . Tzumoto 8597 FLAS
DU BT AT 10 1 5 98 DA R e 5 4 e A ) )
NCAMLI 873 W 1! NCAMLIcs mRNA ] %%,
AR WO, C6 IR TR 40 i n] LU i 4T 24 4
FEIE 1A R S 1 A TR Y 2 W AR R 1RO R RS
I 3K ol 4 B m) LA AR B A4 8 NCAMLL 1 C2 %
P BREE FURE 45 K 3R O R T LI . PN 6 % s 56 1
N, YL NCAMLI (¥ C6 Jie Ji 8 40 B 75 K BRI i
WAl A RERE RS, KR Lics ] Agil i [7 262 1 1)
G5 0 I IR 40 1R 1 385 B DL 8 v e 7 o AR
M, JEfeEd s &4 42 SRR,

N2 BRI 2R 1 (Tp45) ) DAE o 380G A\ AR 386 5 I
ESR s DT I R AN P A D S U T
IGFBP-2 AH .45 M T PR il s 596 40 fifa Fg A A2 6s4,
Song SFEVR I, 1IpdS 7E 2 B 1t W e e IR &
K B AR BT RV 7Y 11p45S [ mRNA 75 5% 58 4
Il A 2 T S T R v R B L i T B e />
7 7 I G i — N2 i 5 Tp4S AN [R] 1 3 2
FARH mRNA 18 &8 m, ARLERTUR ARl
AENZE A RIE. B R BL, 1% R
FHPE G v DOz % - S A R R, AT
S8 1Mp4s Jih . % BT 3 W 7 n] fE 2 T R B A
A 45 25 [ 1) T e T 6 8 775 I 58 IR AR Hh &
FEAER.

NKEEHREOFEBEEERZREA B
(GPNMB) ) 7] A2 85 2 Wi B GPNMB (sv) 7E Ji # M54
AT = 12 ANEIERR AN T B IEH A 80h %
H 8 H /04 GPNMB mRNA [ ik, 1762 BTk
M TR IR S, A 70% KL T GPNMB(wt+
sv) mRNA, 30% 14 1 H 4 GPNMB(sv) mRNA
(11215, GPNMB L85 11 W 28 3= 200 A 8 it e
20 R P 40 i L S 4 IS -, GPNIMIB ) 2 1 4
IS FET R IA ARG, #2785 GPNMB LT
TR0 5 50 IR T R P R A K,

B2 9R VT M A R T (MILA) 78 BB 22989 DA A i It
A IINAR « B 8% DA S g 1 55 5 T R B AE
Hau S5 B, MIA (1) 0] A2 BY 452 8 11 00T 28 (e />
ANIE T 2)AE T1% ) = 55 R iR A A, H
YT R TS IR e MITA IV 78 % 3k Bb W 309 1) AL
MIA W2 N A B i 5848 G 8L B 1 C o R AEAR L.
TERE TR U di b, AT ACA K A - mT B
2 MIA K H WA mRNA (315, MIA 1] 42 85 $ F
RAE R AR % T I VR - R RN
5T,

A U S TR AT AR BY 42 2R A I R A R
2, WY R 4RFX4)AT 24N AR AT AR B2 R AIE.
A, AR IEE I 20 20 H 3R I8 RFX4-D mRNA il T
JKE B R v #ik RFX4-D. E . F ) mRNA, {H2H
H RFX4-E. F & A )£ IA®, Suzuki 255 1o %f
122 A4 AL ) L3 IR B T R B, B A 5%
H A 2(MAP-2) (1) BY 4230 7 MAP-2e 7£ T4 I /b 58
RS HRIEIR A0 U ST A0 i gg , A ] AR A P J i
R, DLARRE RO A RS, e A b
SRR S R 2 A R T e R IA, s A BN,
MAP-2e (13325 7] DAAR 4 b {5 70 Jif9ea 10452 40 17 0
AT DAE Sy —AN S e i 42 90 b i 5% il B
(syntaxin 1C) >4 HPC-1/syntaxin 1A 1] 57 5848 1k,
5 Williams® £5 45 i 10 & 2B A 0%, 76 lg o 98 4 g
T98G LA f USTMG 1 31k — ] ¥ 1) & 1 4l 47
Fil PMA 4b#40 v LI syntaxin 1C [FRIE, 1
VN0 PKC 3 57w A b AR R, i B
syntaxin 1C {315 & 1M ik PKC {555 10 2% A T00,

4 FAMEERRERA mRNA iR EH
p=tiig

HAT, &0 By 50 167 FBUE AW L,
ARG B R BT B A R b, R IR
Wi A0 S0 BY BRI B 0T, AT SEA% T BRAR T FH BT
AV A B R R IE A 5, S R 5 ) B 4%
R TR AR A B R e — s Mtk &, A
By A AR B ARG A BT R 4R A AR
SR IR T AR A WS TF AR AT 3K 7 1 A
i Brack S5 % T XA 82 1 Ctenascin C) 3
A B2 0 B A1 A D [ E A Fi4k Fl6 A1 P12,
R F16 ] DL B b 7 T P e TR A R b AR &R
e AR A ZI WA BR, 10 P12 JUIAE e i vh AR 22
b, U P16 By — @ 2 - . % 2 R B AH
JKHE I (TRP)-2 11 22 TE 1 e Joa 4 I 988 ke Ut 1) Ji
PE JloJR 4 i b % 75 TRP-2-6b. TRP- 2-INT2.
TRP-2-LT. TRP-2-8b %5V ! ) mRNA % & ()i,
Liu % ' J] TRP-2 1 # 4> Ik Bt (180 ~188,
SVYDFFVWL) %l % HLA-A2 52 PR () 40 ffL 55 T 41 o
sobE, IR T 40 B Be 0% 5 7 th 24 % TRP-2
BHAE 16 22 T 0 o 4 MR 440 P, T g — A e 1)
A4 P A1 JL L0 L FH - PR 5 40 i P Ak B S FH e it
IR 21 PR R, R B A I 41 B R DA S ) Hb 2 g
TRP-2 FAPER I B 4 i, &5 F427s TRP-2 J H
TUR] DIAE A WAL E e % v 7 IR HE 5. Yamada, Saiki
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G0 S0 T, FH RS R A AR VA I IR A i b
B N FGFR B A 780 vy DL a1 e 5 78 40 Mt 1) 26
@0, Bruno 5O ik W FH L ) M 0 SRR IR 1R
FGFR-1 [N & 7B UUER TR A4 &, BEIT T X
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Progress in Pre-mRNA Alternative Splicing in Gliomas
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Abstract Gliomas constitute the most common type of primary brain tumor. Alternative pre-mRNA splicing may

play roles in the carcinogenesis, cell growth and invasion in various types of gliomas. Factors regulating the

alternative spicing in gliomas include cis-regulatory element (for example, ESE, ISS and ESS) and trans-regulatory

factors (such as SRp55, SC35, SF2/ASF and PTB). Recent progresses demonstrate that many genes associated with

gliomas, including those encoding tumor suppressors or promoters, enzymes, receptors and ion channels are

subject to regulation by alternative pre-mRNA splicing. Therefore, studying the alternative pre-mRNA splicing in

gliomas will be of benefit to understanding the molecular basis of gliomas and identifying new targets potentially

useful for early diagnose as well as therapy of gliomas.
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