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a. RENOEET 8 17 FYRONRER p13. 3 KO 2 7HT (Wb pb3 B L 0T
g A7) (RE), 2 FREAEER 33 ROV 21 FYAEER qll. 1-q21. 1 fHIK (8
). MO 3 FGaRmph p2l. 3 Sl (SE) (2. REOFEMG BT DOFENTE I L
oo ZOWI1TP, kT 2q & 21q EOBMERFIXEERE L EES D AR H 5 (LR,
BEE) ., b, SO T2 0 1) BRIV T K-ras s 2 BITEEE, P% &3
WAoo (&), 2) ¥4 27 U 2 DL R T ORBIIERITNARBIREZ O T# & A5 723
HAHY, ZEEBMITICBVTHWRME L BICAERTER - Thoe (EiE), c. 71
AT —BHEME i CIE 8B LOER TT e A T —BIEERARO LN, ZLICP3HD
WL RB B FRE AT o EEEOHKRERO TIES CTEIGHEFI NG EICE o1, F
7o, MRZHBAECTITHERHT 2 A 7 —BIEEOFEAEZKOm LIcH 5T 5 L5206
iz (lLARF),

2) ZEMEREIBERICE T 2B F2CONEF « e/l Tid, FEAEMBIZ 3p. 134q.
17p ORENAET, R - EMEAOEFE T 2q. 9p. 18q. 22q DR, pl6 EinF O RE K
O~A27ua%7 74 b DNAOBERBE N4 T H0lx L, /Al TiX 3p., 5q. 13q. 17p,
22q DREVFEEMIANOEHLTE Y, pl6 BIznFORT v~ 7% 7 T4 DNADHE
LR IIRAE - ERBEAZE U TR CThol, AL, WS CHA - RO A T =X 4
NER D EBbh (BH),

3) AR - HITE L MRS S ML FTAE K7 (VEGF) D 3&EL - filides 80 45 o L& o> J Re 3+
VEGFmRNA FEBLO%f b2y, VEGF O HL A K OO BE & OFEICBE S LT\ 5 ARtk
RN LT, & 2 C, VEGF FEA NG S iz FfiEMRrk 2 E L, X — K~ o R ICBH
L. EEERRE. MEFERLZBIETTHD (EL),

4) pb3 THE I 12 M FEM I K F O FFEAT « BN ER. H D WIS R A IR
B9 % PO3MEMBB T2 HBET 28 LW HEZHRE L, 8O0 OHH P53 MBS 1% B
BEL72, Z2OW., GML BB FIE7 A b=V AFBEICHEEREF 21X L TRV, FEilaT
X GML DI B A K D Z L BHUEANC X T D2 85T 2 2 L 2 b2 Lz (RFE),
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THEOIRROEMNE) ZHRICHE L, RHREAL. BIXO BREOLENSH L 2o
TWo, ZNET, b MNEBOEREOHFEIZEL L THEBIE TITh TE R, R
NHoT-, TE, BORA - HEIIWS OO BEFZIENEAER > TERE D2 &N
Linkilpotz, O, BIEE LML ZEEFAEETE L, /EROBREB RIS
2T, BEBETRBEZITO> ZLICX0, BmhrED, LVEEEOEWENE S 0% I
WrL., T ZHICks L@ RiERE21T5 2 &L ind,

Trld, B MFEORMFEL, L0 RWHELZELKHMNE LT, “t M O#EER 21k
PO 2170, BARMARBEEL LT, 1) fMiEoxt  c #RICEDS a. KEo
BT OMK, b, BRAOBEIs T2 (p53, RB, pl6, HIC-1, ¥ A 7 U DI, ZOft) O
Mg (LB, BiH. &), c. 7o 27 —BEMHORK (ILKF), REE2TV, T bl
MR B BIAR U 2 BRIR R B RO AR (RiER 2. M. BB oA E, WEFRHN L L0
BhEZMRF L, 2) ZEMBEBERICE T 28E T2bolEr (BH) 2B oL, 3)
R - B LRI BN MER AL CMENERFORRELHRBEL GRL)., SHIT 4)
P53 WX TRENFHEIN DB FHEZ HBELERMT L. BEOBEDYIT OV THE



(RpiF) L. Wi o BYEEICER T 282060 T 5,

LUF, BFEENEICHFE N A 2Lk 3 5,
(=)
I BFFEEE & OBk & D5k

L. JROEICR T BETEREHBGOTHREOBEBZHLNICT S0, K-ras BIa T
255 L R PR AR M QYR & O BIR R R LTs (SERR 6 4R ),

BB BN TR O bR S L7 iR 120 61 Cd 5, BRIEIL WHO 3 EIC e WV EE AL /3 4H L 7213
DRI O TEREIZ L 0 eI MAERL, AR, IREM., MRS L 72, K-ras
BAR M RIS AL & BRSO WA LD DNA 2 L, = R 12, 13, 61 AR
% mutant—allele—-specific amplification (MASA) ¥EZFHWTHZER L7,

2. BV LFREOFIEREERHE O A REM % . dysplasia—carcinoma > — %7 A Z R TIAE
L7 BRI S, pb3 et s AW THRFT L7z Bk 74 ),

MRBEMEHIICZ v MBI TS B ORE X LR EEAFE 3FEG 4R RTH 5, FE
AR 2 A EE R, 2 HENBRERER T, REHBZICLY (T25 845 H
%) WERLAERTRE LB SN TWD, BRI O —% B39 | AR B o
Fr. Ao 39 ELILHIENFS K OGE O A A B & pb3 O HUR THRIEY A A2 1TV LB I BIEE L
7=,

3. B 1T FYARMEE (17P13.2) @ pb3 iz T+ LV b7 v A TN & BIFRT 2 ¥ 1
s T FET D ATRENE. Z OFEMEMLE T & Ad OBEMEE L OBfR, X512, YNZ22 fEIE
20 HEES U7 HIC-T AR T MER AR TS &2 at Lie CERR T—8 4R ),

TR A BRI GO bR 145 B (S35, AdL110) Toh b, ¥ & ONIEF ALk L © DNA Z
L, Il fo~—D—%H W THREAEXE (LOH) Z2RELE, ~— DT —4HKEOE> Fa X
TbTa AT RN o - BCBINE 1%, TP53, D17S513, ENO3, S1566. S379, YNZ22, S525,
S1574, ABR, S926, S643 T %, HIC-I #&{x ¥ 1% mRNA O J& 3 & % RT-PCR I THIE L 7=,
B HIIL stage I & stagel BL B> 2 BEIZ 01T, EAEAE T OFENRE 2 b RKHE
D LOH & DPRfRZ Mt Lz, £ DOFE, pb3 BIn FR2E DR EL IR 2D, MFEIEAD pb3
GREGRE LT, BIEBNL pb3 BB T AREH T LREF & L THREBEX R BRI L T2,

I WF5ERR

L BliBRFEIC N T D K-ras BRIZ I R 12 LZOARRBD L, ZOBEE T 10% (12/129)
ThoTo, IREOMBIEA TIX, MHlaf c2afl (6/6) ITEBRNFEOH LI, TOEREX
DA X v A (p<0.05) (Z@E M o7z, K-ras 28 & R O ML A 35 X OV 2% B
EOMICITAERBABIIRO LT, MR L IFEREE OR TH K-ras #In FOXE
HRIZEZRBD N1,

2. BIEHIREDGRERE DR R, SERBE O —FHEIT L IT pb3 RBIETH - 72
LD 3B (EERPK -, BERER R, BERBRK) 1TVt pb3 BET, &
TERRBITETRENSRBICH N> T EED 1/3 L EBXBIETH > 72,

3. a) 17p EO#FH -2 mIMEE s OMB%E : TP53 75 S1574 (223 T 53-67%., B L
S926 T 55% D M E R KL 2 BT, TPE3 715 S1574 O RA&LHIK Z VERK L 7255 . TP53 O



FEIE LLAM 12, S379, YNZ22, S525 o i PH 73 Hh il R L fEik T o 72, LA E X D (S379 /v B S525,
¥ LV S926 @ 2 & i i $0 R AR 1 AR T D ATREE N 5 B vz,

b) B OJFEELEHA & S379, YNZ22, S525, TN S926 DKk E DR A . pb3 Yeta et
69 B CHEET L 7o, S379 & 5926 D RKMIE L stage I £V & stagell THEIZ (p<0.05)
o To, BIG, [FREE OGRS 1m0 BIEE LR L TW D ARERSE LT,

c) FEARRIC AT D HIC-T s 7 mRNA DI BBk, 5O 5E B T 1E % O i ik D 50% LA

T LTz, L, RERLEOMEIIRO NN -T2 &6, HIC-T BB 11X
HIOEER - CTlERnweEE 2T,

AU =

L. e oM & oo BAER TIIAMAIRL A T BB & Do 723 KK & FEA T D IR B <0,
mucous hyperplasia Z /R T JERDOPEE CHLEMBEOEZR IR EI N TS, DLELY | g
ERNICHIRE ZEICAET 5 &9 2@ MRS 2 5o EICIT, Messfbd K-
ras Wi FOZRNPEBR L TWDAREMENE 2 b,

K-ras @ic FEREZHETIHIITERREORENDH 50, Fox OFE R TIE stage & B
BARD LT, FEROFMLE PRIZBEEN 2V EBbh,

2. ZNET, RV ERMAESCRE R ON T 5858 E2 6325 H ORI DD
IR TH o7, SEIORFMEI O, ¥ bR & G R E R OFREIZIE pb3 Yufa b Bk
Ml OEENEECTHY, TOEMET, RENORBIZMD > TEELD 1/3 2L ERBHET
HHbD, EIREFLEFZLNT,

3. 17p ED pb3 BIn DT v ATHNZ, D7 &b 2 DD ETe > 72 7o 72 g il EAs 1
DIFET DA RS LN T-, —DId S379. YNZ22, S525 O fE#k, fhiE S926 D FHIK TH
5, ZOH B, S379 & 5926 ([THEIMEIEAR FRNEIET D5 ATIE, [FEAR 7 130 s o 1
HMLEBET S RREMEN D D, S379 EOmMtIEIE 11X astrocytoma O HYHE b BI{R 92 Al HE
PERFER STV D, S965 LD EE & B & O EIIASENIL U THEMI D
DThHDH, MFEIZTEBWT, pb3 B TFRF & TR EOHEIIH - LRI ELNL TV
W, ZFOERE LT, I OEBOBEMEISIES T OREEEEETITHTL TV
R —RELBZZLND,
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O WFFEEHE & OB & 71k

L. ko7 v A7 —BiEHE | BRFEZIHNFESCEME AR & ORMR % LG
L.7u X7 —BEERNEYFREMEE ORISR 2 0ENZRE Lz CEk 6 —7 ),

2. MAZHBAETT m AT —BiEHLMIRZ OHIE & OLBRF 2B 2R, o2
Wrick 727 v X7 —BoFAMEEZRE L CEk 7—-8 ),

PRI 136 11 vl s 11 6. R/ 125 61]) o fififs 2 . Ml B s A i, W AR
H R AR E2 iR 34 Bilds KX OVIERE G 128 Bl xtf & Lic, 7 u X7 —BEEOHEIEIL.
ik LMl L EAEZHEB L, TS 774 ~—, CX 774 ~—Z M\ telomerase
mediated elongation-PCR #{T\, BXRIKENH T o X 7 —VBIZEEN R 6 HE T ¥ —0k
tHziTo7, £2. 1 7y A ICHC MO RARINEZ/ED & & BITNEIEEIC ST
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1. FOEPER A TR IC BT 27 7 2 7 —BIHMIEL, L O 100 {5 #H B KR 2 A
T2 HE Tk, NIRRT 81. 8% MBEIETH D izt L, FE/NMAZHE TiX 28. 8% D A5 T
bHolo, EHIT, pb3 BL O Rb FMHIEME O FIC~T v EAEOWR (LOH) %589
TIEBN SIEMEBI DN Lo 7o, —F, WEYRH. BEOSE, EREETrAT—F
EYEE OBEMEIL A DN 0oz, BIH, MEICH T 27T 7 A7 —EBOiEMHE kX, MR
CUhffasE) BB TEROAREMEE LT,
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BRIz, —J, FEAEE STIER D DD I MBS0 & 3 A PE v I B
TOBMEERIT 6.5% (7/128) Th o 7o, FEEBITIB T D2ABMEEZ S HIZENT 572012,
IO HBEBREICEITS27 e A7 —BEME T 7T AREICL Y FEEMNICHM L E 2
A, fimEEdkoT e 27 —BEEBEMRZBRETIZIZDIZEAERRNT 7 AT —
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TR A T 5 AW TR R EE OFREE & A D A Re R R S T,
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O WFZEEEE & O R & 51k

. HFE/NAIRE Y A (NSCLC) . e OB 28 A (SCLC) (281 D5 R EI2 >\ TR
L#($&6—7EF)

YIBR & AU 7= NSCLC Rk / 15 Ml kLA~ 77 45 MR (Stage 1 JRFE B 23 fil iMERFE B 22 1)) |
BROL BIBRS L < IEHIM D SCLC AHk /I i fk~=7 37 Bfk L v fifiH S 4172 DNA % 44
BhE Lo, Qe RKIL, LOH 2P U IERONPCRIET, ~A4 7% 7 74 bk DNA OEHR
FLEIX PCRIE TR L7z,

2. pb3 KU pl6 BN AMEIEAR FHEAFEREZIT > 72 (CFRL T—8 FJ) . pb53cDNA A fH 7+ IA
NIET RTH A7) VFERBRI X — KO NT VAT I FR—F—_XJ H—%  NALIT
AAEIZE AL, pb3 EARBLEDOFHI vHE/R 7 v — 2 & 4572, pl6cDNA & fL A A A T2 FEBLA
2 % —pcDNA3 Z A549 Ml (ZEE A L, pl6 A % stable (CRIET D7 v —r G, M



JE A DO FEMT e VT R b — v 2O IX, FACS ZH W TiT-o 72,

3. SCLC #HRufk H82 K TN NSCLC MUKk Mal7 o7k & R 8 O gt 217 - 7= (CERk 8 4
) o

H82 D 7AREKRKIL Arbitrarily-primed PCR 7/ A7 4 > H—7V v MEIZXI VR X
L, AaAIRIa—r X0 R5arTA 7k ThRN—SNie, =/ Ty BT
FBIZX-oCTHEt SNz Y UEDNAMI A 27 e —7 L LT, & bO, RO, RO
HeLa M ik ® ¢cDNA 7 A 7 Z YV —% A7 U —=22 L, PLC-L BI5 2K cDNA & HLff L
7o, Mal?7 O AEXRKIT ANA/TOBS Bis % 7o —7 L L U EMiric L - TRl &S
7co PLC-LB LT, ANA/TOBS Bin F A2 W N—FT 257 ) L7 a— i+ L1280,
T/ hr UEBEERE L, £ VU EBET AT I A~ —%FE L, b5
D fiti 3 A KB FEEE DNA 1Z%F 3 % PCR-SSCP f#A4T % 47V . PLC-L 33 X OY ANA/TOB5 j ﬁs%la>ﬂT§%
DR wAT - 12,

I WFsEpRes. vV B

1. NSCLC Ti%, BNADIREWH T, 1T 3p, 13q. 17p DREMNAET, MR - EELD
WRIZHB VT 2q, 9p, 18q., 229 DRK, pl6 Bz FDOEF KO~ A 27 a7 Z A K DNA D
BB ENECDLZ N oTo, ZHUTk L, SCLC TiX 3p, 5g. 13q, 17p, 22q D KK
75§ﬁ§/1/0)%§$%)]ﬂ;‘175> ZHELTEY, pl6 BrTOERE, v 7% 774 DNA O
R A - ERBRFBEL TR Chol, 20O ﬁ%i\%$°ﬁ@®%ﬁ:XAﬁS@C
& NSCLC TR D Z L &R LTWVD,

2. pb3 KN pl6 N AMEIEAR T ORIEDOEWFN R ERERTT 5720, pb3 HKL=

DOFRMEIFTRER X7 X — R & MF L, pb3 BRKL TV D SCLC MMk N417 12, FEx D& D
ph3 EHE AR IT-FEE. pb3 BB HL TIL apoptosis, IEFEH TIiX cell cycle arrest
ERITZEEH LML, 72, pl6 BAKRK L TUv5H NSCLC AHIEEE A427 1X pl6 &5 1
DR FEBUZ LV | GL H] ’%b\f%ﬂiﬂ’ﬂﬁﬂ;@%%tﬁ“é: EDRHBEMNE RS T, ZTORERIX
p53 & T pl6 s+ D RIE(KIZ o e HE G O TR AR DS I 2N AU TRE A &2 LT
WHZ LTS,

3. SCLC Atk H82 D # 2 Ye iR R 33 Mk, M U8 NSCLC ARk Mal? D% 21 G
Eiqll. 1-q21. l O R EXRELEZPFA ST L-, 2 b OEEIT. EITHiN A TEsEE
(2 LOH 237 5 4v, NSCLC O BEMEACICREE 572 KE O M A M AR T B3 FET D 2 & HBRE
S A7z, H82 e Je O Mal7 i fd o0 78 & KRR FHBN (213 PLC-L A= F. & T, ANA/TOB5 E/x
FTRENETNGFET DI ERHALNIZ o2, 2 OEE 1 B E XMoo M2 A ML T
i@m%n? FRE DS APIHIEE 7 Tl 2w E Bbhiz, Xo7T, T b ORERKMHEEK

WCHFTET D2 OBIEF ORI ORI NBMLETH D,

(i #%)
0 WFFEEHE & O E L 071k

1 ek REMR Z S LI LRy aFrra—=v Znd MENERERTT 7
0 —FVEOWE AW, M & BEE T 2 KMOBER T OMBELITo7 CERK 6 1),
2. BRSO @5 T B 0 i RIE L R~ D5 L KR E L OE 2 MR 5 720



HENAE =B X OFEBERFOMEEERF L0 ffH L7z DNA LT RNA % JHW T, PCR-
SSCPIEIZ L D FAEMFENRBE L. FA~ U VEERT 7 4 ) & v 72 5 g kG
IR BEEIT 72 CERk 7T ),

3. AMARIEFEIC AR @ < ~ 7 R Cis B2, b b 3p21.3 & AHFEIME 2 FF O sk 7
BIHZENHM LD ST, B b CIS Efs+ cDNA O HEfE N O AL S o e &
FISHIBIZ L D~ vy BV T ROERRREITo72, o, Y427V v Dl @B ORI LT
%BEOBEREBRT L CERK 8 H ),

M WFsEpRes. Vv B

YR 3p2l. 3 KV HBEE L HT LA T V) a2 =y b (aRLC L) EHi
TIE, B CERZROTENE R - TIER»o 08, SO RN I & OB
DHROI, EOERE & OENRE I,

2. a) MUBIF ZRRE LI 69l adm— h& AW T, BYEIZ X5 5MVER & % T e
HBDph3BIETFHREDANT T AEMFT LR, FEMMEF A LN D pb3 Ein 7R
XM I L CTHEICG to TERMES, ZOERME LRV FERR I N, iz,
FEBLEHIZ G to C BERNVZNI L0, k7 CC to TT AR St FERE T O F I8
IR 7 V=T VA NDOBE NS T,

b) KMUESRIZ G 230 T CROMD TR WA Y a I B T 5 0 7%
BRETEATV, ORI Z R —HHERKROZRE L L, fFERAZERFEOFLED
AIREME 2 R T D RE R 2157,

o) MiEMIERRIZ A b D pl6 Bin R 2, Mlatk OBk 5 BEFEEMAMENIZIH N T

WCHHTFIRETH D Z & 2 TR L, 9p21 RED in vivo ICBIT D EH &/ F 72 pl6
BIRTThHDHZ oM R T O/MREET,
) b b CIS Bis 1% 3p2l. 3 fHIICFAE L, s CIXEREZZB DR o 72h, /Ml
MBI DHBERBBEOKR T 2RO,

b) YA 27U D BEFORBICHTIRFTICL T, B OIREDO TR EY A2 )
DI BEBLOWR ORI, AEARBEEZ AN L, 2EEMITICENTEH, HlE L b

BERTHETTHDHZ N, HohEloT,

(L)
O WFZEEEE & O R & 1k

JifidE DERFE - HEIC T D ME N IEAIR - (VEGF) &M ok, BEERLH S 2
W29 5720

L. Jifiges GO BRA BE 2 N 7o N I8 o Rk O R FH I 24T o 72 (AR 6 ),

BEEE - 55 GIBRAEEE G (n=25; MRy 13, R LR 11, /NifaRE 1) oz
1 N BRI 2 58k 9 5 7 v — U hufk (HT CD34) %Fﬁv\fﬁwmﬂéb CD34 F5 P o 1 4%

NS BICOH T HEMETEGEE L, FOEEL EICEGMITERIC L > T, HEMmkE
103 A% Y omEK, mMERmAEZRD, &5 HEA M s (mﬁmﬁ%ﬁ/ﬁuﬁiﬁ) %
B L7,

b FOSE B D EEFLAR N O VEGF I DWW T FHARN @O mRNA 2/ — > 7w MEZ AW,



IEE AN O & & Helg U E | 3 Be b TR L 72,

2. VEGF OIS MEFHERZF LT D700, BETHEAICELDEROEZIT > 7=
(CFRk 7. 8 4 ),

Mgk - D51k - Bin FEAMBROBNIT, BEHARZ X —pTJneo DT 0 E—Z O T,
VEGF @ cDNA WF i % i [ % |28 A L, anti-sense VEGF O ¥ Bl vector pTJaVEGF % {ERL L
7o VEGF =y B2 J6 Bl fififis ¥5 2 M AU AR Lo—1. 2 B 36 B it s 15 22 M R Bk NCTH-69 T pTJaVEGF
A TEAL, G418 f77E F CHEME FEAKZ RN, F7oxt L LT pllneo ® A DEA
¥k & VER%, VEGF 3Bl DM 1. Northern % T anti-sense mRNA D JE Bl & | £5#& 1§ © VEGF
WREEZ ELISAETHIE Lz, £/, X— R~ U ABHEIC X 2 M5 & 55500 i <42 »
BNEmE LT,

M WFsEpRes. vV B

1. JESEARAD 103 fH 24 » o &8, MK (x103mm2) (TR ICHBICEAR L., KR
JETIEA 24T, 24, R LTI 13, 5 Th o7 (p<0.05), —JF, HWALMEEHFE (nm2)
IXHRE . RO BB CAHE R ET R, DI T8 LEEA R LI, TDOZEND,
BN M i AR XA I K o 9, Wi A o K & 7 B ME OTFIEIC 3G L Tu D TREME
MR STz, BEALMAE mAE (mm2) X VEGF BEBIRE & & LICH KT 2EmA AL,
B e | JEI N i A8 oD AL i 48 AR OO 8 RIX R F M O fF7E &4 )Xk L, VEGF JE Bl D ¥E TR 23 %
DFBIZEEG L TWDATREMENE 2 bz,

2. VEGF 15 J 7% Bl i 8 5% 2= M AR 1e-1 ~DBIx 138 A TiX, VEGF B B D PEA « Zr bt
FEARRARE D 4 50 D 1 FEFEE ORI & & F o 7228 S FE R BN 5% 2 M A ik NCTH-69 122
WTIE, BRI O VEGF I T, kFRMIIaAK 539pg/ml (2% L 28pg/ml & 1/20 B £ T
ZPEAEDSINE STz, BULE VEGF DR B4l x JIfil S 7 fiflatkz X — R~ U AT, Bl
BHTh D,

(RlF)

O WFZEEFE & O R & 1k

1. BEREIC BT 2 BB IRRE (1. & b pb3eDNARHEL 77 A I K& 2. & b7 AHK
® Mbol Wrfr % HIS3 VAR—# —#E 1O LRICIHALIZLLVAR—F—FFAIRNIFIAT T
U—) ZFM LT, pb3 ODEGIHEMLRE L FRIFEIC, pb3 BInFEEM MR RAVITHE &3 5 DNA
Wrhabt N7 LB HEET S, S50, N7 LMD pb3 B FEMREST R
WakfFiolerm—ra7un—7L LT, E N LAOaAIRNIATITY =% A7 —=
73D (FRK 6 R,

2. pA3FEAMEDNAMI R 2 & 25 D 2 A Kb Vv« v T v THRBIOSF
Ay = T AEIC Lo T2 Y U 2 HBEL . pb3 BB FOBEMEFRET 5,
S HITph3 IZ K > TEDORIBDHIME SN DG %E, IEFR pb3 & KK L 72 Ki# h ko
HHRERE SWAB0 |12, IEF M p53 & B W T ERM p53 # BB T 577 A I REE AL, [FM
735 RNA ZHhHH L . RT-PCR THZRT % (ERR 7 4HE),

3. ph3 BT & LT, GML (GPI-anchored molecule like protein) Z HEEL 7=,
GML Efn DBl E b MM O DNA B 4 38 A1 S0 M0 i fi 55 1 SR 41012 k9 2 J sz 4 L2 A B



WD, SHITGML OEAIZ LD I b OIAN KT 2 SO TUE D W TRRET L 72 (BF
i 8 4 HE) o

a) GML i&fmF ORE&E MM 24TV, & HIZ FISHIEIZ K » TY@IREN 2 T E LT,

b) GML EfsFDEA : IEHF M pb3 B3 L VOML OFEB A A Lew b b A i Ml fu ik
TE10 12, GMLcDNA O &REZ F By X —Z 8 A L, GML O BLA 7% 5 v] 6E 7o Ml % %
2HRMINL LTz, E£72, empty vector A28 A L - MIERR 2 #8632 L BIAR TELO & 2% #f
L7,

c) BEEZAMERBR ¢ 3.0-5.0x105/6cm—dish O A, 3nM-10nM % ¥ ¥ — /b (BUNE B ES
FLEMEM 2 b oA H 25T 0.3uM-1. 5uM F LA~ A > (DNA BEEEHUER) F1E
TICER# L, M 2 FR L 7,

d) JrEEAl 2 Y — VI T e R T 5720 HEEMEZ 7e—H% A4 P A MY —
TS LR E I OMAIT 247\, £727 A b= Ao 72l O 2 R RENICHRIHT 5
7o E YA (DAPT Yefh) ATV #OGEBAMEE T2 500 fH0fla (B%) #8BlZ LT A b —
A D BLE A RIS EHE L 7=,

I WFZERR

L.ph3 Bn TN RICHEASTHINAK AT 28 N7 A0S SEEEEL -, X 512,
NG STREODNAM 27 r—7 L L T2 MEOaRI K- 2,

2. PR3 MEEEIN A G2 A I RDNA D LEBOBIE Do Z HBEL 72, pb3 B+
DRFBLEFIICHBEL 2 BIE T ORBNY — 2 LR LRRFT LE#ER, WO H#lo
BEFPREFEH B3I TRAFEINLIZ L AW L,

SW480 |ZIE# Y pb3 & ZZHAY p53 ZH A L7 MilafE T, ZORIABICENEO LNT-DIT
8/ u—rbol, HERSZREL, 2R OIXT X THMO pb3 MR T & fEim L7,

3. a) GML Bfx TIX 2R 12kb, 4 DO VU LRI, 168 7T /B DL D
GPI 7o —H X7 a— KL, YK 8q24. 3 [N MEL TW/=, b, ¢) BEBMRICE
WTGML OB E T LA~ A VU HICE BN S 5 2 &, £72 GML OEAIC LV 3K
FIREZPEN ERT 522 RAH L7, d) GML OFHNZED SN2 WEEFEAE (GEHEE) (2
g LT, GML 28 A L72Mificis nWT, & F Y — VILEH% B 6 7 R b — v 20 HE
L7,

e

IV B

BIfE, BARZHEZRETIREARAERNLE LT RNV AFE#EBEETFAEZLNTH
5, REFHROMBBKIZIB N T, ML OEF AT 7 RN b= 20FEICHFE L, EAEZ
ME2 ST, ML BEFIET A FP—V AFEICEELRAEH 2R - L CBY ., BT
X GML OFBLA K D Z & NHUEANC K T 2 MEERIC SRR 2oLz, 20
TERIE pb3 ICFEIRFTH Y | BREEM R H A 513 ML O R H NP AN x4 2 k=% 7
W 2720 5 D AlREMED RIR S 47,
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