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S Hu gygos AMAAIA 4 e AR A E WA (radiosensitize
r)7F AbEET. EA) = J E T2 JAAEEA, HE(taxol) B A =EEHE
(cisplatin) o] A& gtk 8y, oldd WAAES 1 AA7 FAARA & FE8E A ER
a2 ARgo] AlgAolgkE EAI ] Ak

ok, QAR WA ARE AL 408 o1l AHEH T YeolE BTSI PAY 24 F, 4
W oEE Aol FE GRS WANS wolFm . At tae] AN FRel 4E, 4%
HolE AN/ A% WA AzE odlel A PSS o fEdtel ol do] By L AVEE F
AARGE Avkge] B0 FHH L glont, olg B snATE A AR Wgelt,

weo) wjge] Bt sl%e B owne] Bt oldE mu golsbl s/ A AHAG. Wl we] Nt
% AAE AE] AAVER EAFGR APsHe Ao ols|Ho e o it

B oage) WPAEe YA W AZHS BRAIM, T PAA ABAAE FFS ur BAHOE A}
WA GoAlsh 2e PGl AxshE WA MgAZL Basite Ae A4t

oo, ¥ wye] WPAEL YA wFE GAEAN Mol FATeNN BBHAAE AW PRI S
@ oF %% (invadopodia)® TEEo] @748 F7hHE AL WA, olo] WA Aol BT A
2 QAsgh. uebst, old@ & REHe] FAol PAA Ee] AFYel WF A @ & Avks AL
214 3gich

Bl FAHoR, o HAEZL HLHA M FE(invasive cancer cell) @ HolA <FA|E (metastatic cancer
celD)olA] BAFEE= A, dAZ7F 2 7|Bo g Aol u 7] A (Basement membrane)S E£& F e
58S 7 = d¥l(actin) E7] FRE I 4 dok. o]y, dulo] FHg o HEZFL cortactin,

cofilin, N-WASp, Arp2/3, fascin, MT1-MMP, Twist, TKS5, BTG2, PI3K, AKT, RhoA, CDC42, DIAPH, Caveolin,

FAK, Integrin, EGFR, Sorting nexin 9 £33 Z& t}k3t A3 7| Aol 2Jdle] 4= 4 Uy, 33, B g

o] WgAEL A FHH NT J|HAE A e 2ETo A WAL A HA QAA(marker) & HEF

= ¥4 s8E AstAzled 7198 = v S FESISH.
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G sEo] Astdve AL s, & HE T8 AstE st WA A= 2 gt A
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[0044]

[0045]

[0046]

[0047]

[0048]

[0049]

[0050]

(intracerebroventricular) FAbell Sol 2l&] Fojd 4= k. 1 vopry, B dyo] #HAbM Xg uzga 3
2 9 FoAE BHEE AL WAL 7 22X EE P XE HERE 9dle] gEoR EE f4 WA}
A N7, ZEE A8, 33 x @ AR kg A4S Agsts HHEY #HEste] AHgE & ),
ool o)y 9 53 Jga OAES dAsE WS ANHE T 84 GASHA TEEY e AA
dES Fxad WA Aolgk., Y, E 1L o]t fAHE AAgE AHE Aol olE A
2 0E g g il Aoy, &x 2 AAdES & 2] A7 fdsteES v, 2 dre] et
T 7lsiorolA B AAS JHE AdA W el WEE A L] d8 ATHe oy, E Uy
2 AgrEke] el o] AHeolg Hojt)

, Arg o] o AAjoed wE HAMD Xm 1A 245 9 et 2, o gt

AA, olo] ofstH o7 3L 71ed A, FoolHdAA i gIAE FaAdRrer xhe 4= 9uh(S100)

ojw, ¥l Fehkg AA A= AES ZZ(actin cytoskeleton)S °]F+= A (Actin)9] HAS JAs:= &4
S ome 4= gk, B Ao R Aol A Ml @A (monomer )9 G-N® o] Af Rk F-olElow
THEH AEY =4& FAsta, F-A8 $3 ot Aar)ded oste dddel =449 4 k. F-o
g2 Alxeo] o]F(migration), X, A (regeneration), &3 A (angiogenesis) Z FH<F(invasion)AlZ F
A= ME = di el HEE o]y F-AE S Argn] 2 EFFA ¢ MFF(invadopodia) &2
A3l 71#(organ) o2 FF 9 Mol = 9t}

whebs, F-ARle] gd 2 #ofste Asr)d A =, A" SENE AAA, A" Z- AR} (modulator)
2 oF AFEE 2EJAAE Fote] dAx HE B Aol T8HE AAE F Atk deolrt, HE F Ho] 5
o] Astel HAEE WA Xz WA H A Ame] wzAdel F3E ¢ Utk o), A" TN
AA, A 247 H 9 AFS 2HRJIAE Fote] WA X559 WY B Y A5 URAES FUAZA

oluf, ME TG JAA = AtolEZ el (Cytochalasin), Abe|EZelsl B, Alo]EZelil D, ALolEZE4l K,
MEZA °FE(Cytoskeletal drugs) ¥ SFEZF A (Latrunculin)® o]Fo| 1% F Holk s £33 4
AT

w3, AEZFZH FES F7)41(Colchicine), ®lWZFAl(Demecolcine), AAZd}7])=eko|=(Jasplakinolide), *=

1t (Nocodazole), =& dFo]=(Swinholide) ¥ HWIEZ}~El(Vinblastine) &2 o] Fold IF F Holk &}
UE x3e 4 lont, oo A= AL oyt

wek, FFgHoR 3G Theet 42, FFEe EAY F e A Ee GV 48 23 . o E
W, gHo = 8 7t do2E | EFAY|Y YEE, ZE D ZED XY, ofulwr]e] 7]g oF
stxow 38 7edt JdorrE S|=2H=nlo]=(hydrobromide), At (sulfate), < 2 34F (hydrogen

sulfate), <14F% (phosphate), G4 ©14kd (hydrogen sulfate), ©]4=A <14k (dihydrogen sulfate), o}AJE]o]
E (acetate), FAIUl°]E(succinate), AlE#CC]E(citrate), EFEEdo]E(tartrate), FE|O|E(lactate), |
EHd Y U] o] E(methane sulfonate), p-EFNEXUO]E(p-toluen sulfonate)dd o] XEFF=E F o}, ofo
At = 3 oyt

AR FEWE oAlAl, ole] ftowm S§ sbsd @, Yo|WAA T dPAL olF FEYPOR EF
S 2AEe US wb o o3 B4 FPBEN AW YGoR A8E & Jov], o5 YL 24F
F FFol thstol 0.01 A 90 FF 4 EFF & ATHSI00). zet, ol AFHE AL ohim, AAs
o FR Wt FhHos EFE 4 db AREA st A8 FFUS AR, ol AR HE b
@ 9, Gl AA EE TRAE oF fEAYoR Xt 24T Fdol waE & )

oluf, B} oF&z &A LA MEl FHIAE= RHoA, (DC42, PAK, RAC, LIMK, ROCK, WAVE, MLCK, MLCP,
WASP, PIP2, paxillin, talin, IRSp53, RifZ o]Fold 18 F Holx 3h}E x33t 4 9lor}, oo AstE
E AL oy,

w3k, B} ofetd #FA FgERA o AHEF FHQIXE= ortactin, cofilin, N-WASp, Arp2/3, fascin, MT1-
MMP, Twist, TKS5, BTG2, PI3K, AKT, RhoA, CDC42, DIAPH, Caveolin, FAK, Integrin, EGFR, Sorting nexin 9

_8_
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2 o|FoH aF T Hoj= s xEge 4 glot, ol AgEE A2 oft),
oz, B ool o AAjdo] mpE WA X85 ugA S8 2AE 2 IFAAE BEE ZAHEL, oFs}
2 24 FeE2A  tAEld(Dasatinib), FEF#] B (Palclitaxel), =F3Eld(Lapatinib), WAFEUEIY

(Sunitinib malate), ¥4YEld(Ponatinib), ®l=HlE o= =2Ed(desmethyl erlotinib), ©}3E]'d(Afatinib),
ol £ 2E]'d HCL(Erlotinib HCL), WA & 2% (Vincristine), H:=#HIELZE}ZAH(Vinorelbine tartrate), A3
Ebd (Gefitinib), SAgl&Z8}€(Oxaliplatin), ZH=24HZoledronic aicd), XFE]'d(Bosutinib), A#3d
(Sorafenib), PFAIE]] (Masitinib), EAMEA (Docetaxel), ZFTIeHl(Fludarabine), 22 El'd (Ruxolitinib)
2 o] HFE Y (Ibrutinib) &2 o] R 1F F Hox s o T 5 A

gk, il A Arjde] wE AP AR Y 38 2AE 2 YRR BRxd 2AES, FUHHL
2 x3E ¢ e AEEEA "1.51.“31 =9 Az FEAoR AEstE 7A, FEA D SAAR o] Fo
A aF T AodE svE 9 238 5 vk oW, 'A, FEA 2 IHAEE FELA, HAEROA F
ARQ 2, EHE, WHE, AdEE, dEagE, 9HE, diE, oMot i, IAMolE,| Agdl, Zg X
2Ho|E, Zg AACE, AERe 2, WY AERC A, nAd AEZ o~ EFYuid JEE, &, WEI
SEA] HlFoolE, LRI EFA] MR E, &3, vl 2HCHE 2 FEH TS XY F e
1} ole] Algty &= A ofrt

gk, 2 oo o AAlde] e Ak A8 WA X8 2AAE R AR BEE 2SS, T4 3
Hell wpe} A Fo& AF EE It FAAFE R AASE ¢ k. oluf, A Fo& AL ibAl, 7Y
A, AA, AEA, A, A, HEAA, FA D AHAR o] FoX IF T Aol= st FeHE AA s}
sto] AFEE = o), oo AdEE AL ofyrh

Eg, FAAYES Had 8, HeAEA, d9A, FA, A1z AA, FAF £23E £ don, dEA
25 Z29AZF (propylene glycol), Zgodd Z8F, &8 247 22 A& 7E, dE&HE
o Ze FAF 71Es d2HE Fo] A" F o), oo AgkEE AL oy},

ol Aol Ao wel, B wmol o Aijdo] wE HARY XH WA 108 AR 2 FUAE HEd 24
2, 99 FEIS JAAE L= ZAERA, FEHoR Fad S AE Ugs FJHR Fo 4
Asd 4 At

YAt ZAM B2 ¢ RS 34

T 28 AR ZA w2 A AEd Mxe HG vE Z2YE ZAS Aot olu, AFAFAAMET
SiHa+= 25T Zgk2~3o] vty 5, 7w} WAL ZAEX] (Gamma irradiator)S ©]83}e] 2, 4, 6 2 8 Gy 7+
% MEFE= MES 7148 Aol T4 vfEZ A(matrigel)e] THE

FE B 100% HERE Mo R uAEI, HEESR JAEt. 1 oTh
&, PHEIAS A AN AZE PRAUACE oA Fusgla, oUAE Fiel AET A

29] (a)& F=stH, WA ZAbe] e AT AES Mo mtEgd G AF o|u[x]7t =AfET. #E

AEFT ATAFY Axes A 24 A7 2ol A4S Wolxle Fo®E yEdrh. Ho FAA S

S Jhedste] ExE JEld E 29 (b)E FEEW, AL TR EolASFE,

AEZF7F FolA &= Ao R vepdrtt., B FAIAS R, 26y vk WAbde]l 2AbE A
A = °F 80 (cell per field)olw, 4Gyo] Zhwl WApA o] ZAME A9 53
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Matrigel-embadded invasion assay
(H&E staining)
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