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ol A7HEA 58 (self-renewal)¥ & MER 3} & 4 = AE3LS (pluripotent)S 7}7\]1 glo} =}
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b 28 Aol olgel Qo] AERYI BHRE AT £F F/ Ha 2x2 oM FF ALE Faheh A

o2 BT},

O

19973 wWdHo| A <F ZV|AME(cancer stem cell)e] EA47} w3 A ol & (Blood, 1997), -9t (PNAS,
2003), Y=o (Nature, 2004), A HA<eF (Cancer Res, 2005), th&<t (Nature, 2007), &= (Nature, 200
3

(o]
8ol §F S7ME7E A= S50l AAEAL. Tl E£F 71 27F F%

& o~
2
a)
rr
b
b
o,
e

2 dgoa A7 & SVIAEE WY, 9, dd, 3R, A, #JAFY, AEAY, J5EG 2 IR o
Folz oA AEE = A 4 o, By uEAsiAE WY SVIAEY ¢ o, Bo v Al o
HAEZZ(GB) E71ME2Y 4 T,

Eodgo A Ay HAEQ A Ak oAAl= FMEL 2~ A 3] & (pentose phosphate pathway; PPP)E ¢ A3}
= Ao r 3=z uet=2 2~ & (Dehydroepiandrosterone; DHEA), Z#|&lE# (chelerythrine), ©}7|%=-5-
(4-

gz= Hd)-7-(t-5-8)dFZ2[3,4-d]1 ¥ & 7] 9 (amino-5-(4-chlorophenyl)-7-(t-butyl)pyrazolol[3,4-
dlpyrimidine; PP2) T+ 6-o}v]x Y3 El olulo]=(6-aminonicotinamide; 6-AN)Y <= oy}, o]d A|ghx =
AL oy},

B odo A A7) xHbak AF3E A Al (Fatty acid oxidation inhibitor)E ZFEUY ZnEd EdlaydebA] |
(Carnitine palmitoyltransferase I; CPT1) JAAY 4 T},

Bowltgofl A A7) (PT1 JAAl= o EE2 (Etomoxir), 2= YAl(Oxfenicine), 3@ (Perhexiline) ¥ g}
22 (Ranolazine) & & o] FojX FollA AMeg 1% olAd & glor}, oo AHe AL ofyr},

wgo A A7) A HRaE AF3F oA A (Fatty acid oxidation inhibitor)E EWEIA W (trimetazidine) ¥4
o, oof AgE = AL ofyr).

£
A

i)
=)
=2
R
o
N,

AES 2 QIS oAlAl Bl ALk Akst AAlAl= 1:1~1009] S|, B} npgA s =
:5~209] FFHE AHEH ¢l

f
N
o
2

o} do](cancer metastasis)gf &2 ok AEVF 19 QY AYEREEH AU tgE FEo=w
oh. ol YA w9 E3hel o mA FFORRE oA MEe g, AEe wE
, A 71 Ee] Hdel ok A4 2 d@oze] {9 U ojojx oo 9

S )
= A wolelAe] Az T AL A

pu

>
>,
1,
ls
=
r

> r

10
oMo WL
L o to o>

N

If»

W o

e
g

we rf o N o M

r
O
o
=}
Y
=
(o
i
o

[ ozi
N

T

=

o 0N
ue
0
>
N

T o oo
o,

g ofy
)

o\
02
o o lo
N
02 £ ] N
4c«'
=2
L

>
>

o\ aw
)
o
T
E
off =

e
L Ay o2
¥ HE
o\
e
O ot o
1=

LA
ME oz ox o [IF Lo
Ho
9,

2

(g

of, M &
2

ro "

m)J

2
2
r

I
o

_ﬁ
i
i)
12
2
rlr
>
2,
~N
2
o
il
Ho
SE,
il
o
1o
N
(2
)
Ll
12
2
ol
ol
rlr
PR 0

2
2

I X o & o2 W e
vo (ot A

2
he

2 dge] £ 02 F¥ oo w2, AEQ 2 Qi oA Al (pentose phosphate inhibitor)& F& AEo=2
xsbele 4o oY e NAE AFE 2B B et

oo Aby] 23 ZAES AHE 213 AA (Fatty acid oxidation inhibitor) & FUAE ¢ £3&
T ATt

2 g g7 HEL A A4 oAlA= HEQ 2~ 14k 3|2 (pentose phosphate pathway; PPP)E < A3}
= Aoz, Y=o yot=g 2| & (Dehydroepiandrosterone; DHEA), A#|2]JE™ (chelerythrine), ©o}0|x=-5-
(4-Z== Hd)-7-(t-F&)J#FZE=[3,4-d]1 9 2 " d (amino-5-(4-chlorophenyl)-7-(t-butyl )pyrazolo[3,4-
dlpyrimidine; PP2) ¥ 6-olvu]: U=E o}ufo]=(6-aminonicotinamide; 6-AN)Y 4 hor}, old] A3E =
AL o},

Eodo A A7) xHbak AF8E A Al (Fatty acid oxidation inhibitor)E ZFEUY ZnEd EdlaydzbA] |
(Carnitine palmitoyltransferase I; CPT1) AAY < At}.

B odgo A A7) CPT1 AIAlE= Al EEZA (Etomoxir), =2#UAl(0xfenicine), 3 & (Perhexiline) % g}
Z}7 (Ranolazine) &2 o] Folx oA AMeld 1F o]dd & o}, ol AgE= A2 ofyr),
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A A (Fatty acid oxidation inhibitor)E EZHWEA Y (trimetazidine) €

-0,
>
<,
Q.
12

AA @D A AHE A AE 1:1~1009) FH], B bpdle A=

)
of
lo
0%
N
e
o
2}
W
>
N
odt
2
2
2
=)
o
N
2
rr
o
o
>

A8 vksh FEE0) WA BEd BRe 78]

Byl AF ZARE A% AFER, dF 5o, =, 2, &, ve B, 22, 4y, 44, A%, I
A, |, 5ol Auz Axd 4+ AT

A7, 7] AFE 24Tl &R FHZ ARHE ¢ AAD NEE 37 AFE 2HTS FReE R I
5Mg AR gom B gush gol ofezb FulAl Ei A BEEE B2 3 4romd $id
F A F, A9 BERREA 259 59 Beistdels, 3y Fo tabsteels, Fams B9 2 &
Agfols, MAEY, AZzusEd 59 28 B4 B 9 A E, 42HE, ddEaE o o
e EIY vk A7) FUARAE A FUA (kR sHuol FEE(AE Sof dubriess A
FEN=AE) L B PACIRL, ohastEg ) §2 5 4 A

T8 ¥ ouyel A% 2B oY Jb YA, e, FEEAD), 4 FrA 2 "D FoiA o F
A, A, AEA R e 6, 94 8 9] o, §714, BEA BRol= FHA A, gk
WAL ZUAY, A2, W SRl AEHE BN 5L FRT 7 Ao

wigel 2y

v OARAEE AEQ TS14-15 0 TSI13-64 AE ZAzbel did FRT D45 BAe] slste] AaA @
MAow AEE B A0S dehd Aot

T 1bE NEANEF AES TS14-15 = TS13-64 AE FY¥FolA (D133, v2®, FAA 2 ¥=Z2ads 39l

T leE WRAZZE A ES TS14-15 2 TS13-64 AE EdFo|ax AW AG2 il (GFAP), F% 9714 o
WA (MBP), NeuN, FEH(TUBB)S 2138l7] &te] A ME 343t AL&3F Zo|t),

T 2a% NREANXEE ST AEQ TS14-15 2 TS13-64 A ZHzhel| tjdlol 2o T Qte 2 ~H & (DHEA) T,
| EE2 (Etomoxir) ©5% Fo] Lo wE Alx Ao WH3lE 43 AdE ag== Jepd Aolt}.

T 2bE WEMNEZZE ZUT AEQ TS14-15 Z TS13-64 A Z}ztol| tlslo] = 2o 9 et= 2 A~ 8|2 (DHEA) o=
o E=A (Etomoxir) &5 7o Fio] wE ATP A4S A9 Axg a2 yebd Zlo|tt.

2cE WEMEZE FET AFES TS14-15 2 TS13-64 A FE ZHzto] t]sto]=gof u|¢t== ~¥| & (DHFA) & T&

]_ =

= 29
FoJst 49, oEEA(Etomoxir) & T Fodt 49 EE o EFES A & AxX F4& F4% 47
= z2 o

[

24 WEAEF FFT AE TS14-15 2 TS13-64 HE Zhzbel] o] do]= 2ol 7] ohe 2 28] (DHEA) & &
1 L3 A

s =
A9, dEEA(Etomoxir)S ©5 Fodt A9 e ol EIES A & Ax ATP A4S 74

o

FEQN TS14-15 H TS13-64 AM|3E Z}Z}e] tfs}o
%*E‘(Etomoxw)*g ?1310}04 /\01'7] TET AxY GBI Atol=E BER Ao,

OH
T
il
)
a=)
o
oA
f
fil
[>
=,
Iy
-}
=
2!
=
=)
)

% 3bE WEAEZE TS AFES TS14-15 % TS13-64 A|XE z}zho] t]slo]=&o)vjet= 2 ~ |2 (DHEA) 2 <&
22 (Etomoxir) 44 TE ol& %ﬁ’; 22 AYd 3 928" Eglog dlA~"(Nestin), Sox2, PDPN, Oct3/4 %
BMI-19] ¥& 4=

HN
ru (3
r—{m
>
QL
£
Ll
b
By
il
T
o
:E
}L
S
o s

5 4ax WEAMAEE ZFT AEQ TS14-15 @ TS13-64 A|E Z+7te]| t]slo]| s Zejmjel= = ~H & (DHEA) 2 JE
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BE EE o BRRS AU F YT A¥e] 84 WaE S el 94 @)

Zloltt,
Z}z}to| t]slo|E R ol ¥ ot= 2 A 8|2 (DHEA) 2 o &
o,

¢
S
o
og
-4
)
e
Lo
N
Ho
)
)
rE
Lot
il
u
&
[
fr
v
ful
é;

% 4bE WEAMEZE

ofN
o\
02
U
)
bl
-0,
H
%)
—
”?

E
H
%)
—
&
>
B
)
kel

52 (Etomoxir)& @& HEE 9 C H%% ﬂ 2" Ego® B-JlHJ(B-catenin), N-7Fd]7(N-
cadherin), =¥ (Snail) & Zeble] e 5L A5 A3E e Aol

T 5ax WEAEE FUT A of 7 et= 2 ~ €| = (DHEA) 2 o B2 (Etomoxir) <
T Es ols =S Folshs in vivo Ad A tEFARl EEE BT Aot

T 5hi WRA|EZE T A EQ TS13-64 A|Ed tldlo]= 2o ot= = A8 2 (DHEA) 2 o E2A (Etomoxir )<
gE e ols ZIELS AHEsE in vivo 2F AFE [VISE VR 1ol

5 5cE WEMAEZ FTET AEQ] TS13-64 Mo t]elo] =R T t=2 2 EHE(DHEA) 2 o E5-A (Etomoxir) &
GE £ olE EFEES AHEldE in vivo 2F A¥E AE a8z 2 Yelhd g Zoln,

T 5dE WEAZE FYT A EQ TS13-64 A Eol| tldto]lm 2o T ete 2 ~H & (DHEA) 2 o E %22 (Etomoxir) S
GE £ olE EFEES AHEldE in vivo 28 A¥E AE a8z Yehd g Zojn,

5 et WEMAEZ TET AEQ] TS13-64 ML t]sto]=Ro| T t=2 2 HE(DHEA) 2 o E5-2A (Etomoxir) &
s e o]E EdES AYshe invivo 49 F 2 FAAE dvisdd-oleql AU (HE stain) o2 g1l
gt Aol

gy A7) A FAH g
olat, B WEg arle] Aol oja) A ARk @, 5
| 371 AAele] ola) BAEE AL o

Of
o
N

>,
>
2
r

o
i)
o
o
2
>

ol
o
rr
sl
e
53
e

T
e

A A 4]

AEAMEZE FAAZHE AE] He

o] &}o) gg% é;}x}%aﬂ WRAEZF AFES TS13-64, TS14-155 AL-g&&to] Faqataint. UAAIAAALS Q3] ol A
HW ZREZ ug g duizxl S B uRAEE 2 o2REH fHE I Y FETE I5

SFATEH. (Sulman E, Aldape K, Colman H (2008) Brain tumor stem cells. Curr Probl Cancer 32: 124-142;
Kong BH, Park NR, Shim JK, Kim BK, Shin HJ, Lee JH, Huh YM, Lee SJ, Kim SH, Kim EH, Park EK, Chang JH,
Kim DS, Kim SH, Hong YK, Kang SG, Lang FF (2013) Isolation of glioma cancer stem cells in relation to
histological grades in glioma specimens. Childs Nerv Syst 29: 217-229; Singh SK, Clarke ID, Terasaki
M, Bonn VE, Hawkins C, Squire J, Dirks PB (2003) Identification of a cancer stem cell in human brain
tumors. Cancer Res 63: 5821-5828). &A7] Al (Declaration of Helsinki)ol whe}l Abd Fol& Wk, A7
W ghx = WHO #5ol whel 9 AIEE s, Alx B8 A3, 99y AsE B8 F sva d
3 o]Z wiA]/3 F-12 50/50 Z3FH(DMEM/F-12; Corning Incorporated, NY, USA) wj=]ol| A ™ ~(scalpel)Z 3]
3 5 100um UYL= w3 ME =Ed o] (cell strainers)(BD Falcon, Franklin Lakes, NJ, USA)E E3A)H
o}, AE 5SS DMEM/F-1200A 23t A& 8k 1xXB27 B.EA(Invitrogen, San Diego, CA, USA), 4714 A
 olAlE A 2AF(basic fibroblast growth factor, bFGF; Sigma, St. Louis, MO, USA) 20 ng/ml, %3 A
& ¢l AH(epidermal growth factor, EGF; Sigma) 20 ng/ml, 2 50 U/ml #AYAHU/50 mg/ml ZE#HEmn}o]Al
(Gibco, Grand Island, NY, USA)& 3:&38h= vl <] (DMEM/F-12) el A v &alaitt.

%%+ EA] (Tumorsphere characterization)

371 & 12 £ o] AAleo] wRAEF AEQ TS13-64, TS14-15 FF9 54 g Zlo|rt.
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¥ 1
TET A2 o} z2 oy 2 mkA
IDH 1 =<0l MGNT =2 RE Codeletion  of
1p19q
TS13-64 Classical Classical oA wEstE =] &S intact
TS14-15 Proneural Classical oAl g w e s} intact/LOH

T olglE WRAEE X TS14-15 2 TS13-64 A zhztel] ojsh Zokt #A%S delsly] 95t 94 4
Ao R AEE QG ARS e Aol
1xB27 HZA|(Invitrogen, San Diego, CA, USA), €714 A oFMlx A4 QAAH(bFGF) 20 ng/ml, #3] 4%

N
o

QIAF(EGF) 20 ng/ml, 2 50 U/ml YA 2/50 mg/ml AEQNEFIAS Le3H= DMEM/F-12 vi=| ol A F4
X5 sttt o} ERAl (accutase) (Gibco) & AHE3le] 7] WRAEZF (B FFT AEE YA H 1
Mol dd AEE 96-9 ZolEd HFsta tslo|=Ro| T2 2 E(DHEA) T, o EX52A (Etomoxir) T
5 Fo] g oolE9 XIS At 3F &t vt F(sphere)7t BAAE 9o & HA5ta, tiE2T
H A gl 77 49 49 H&S Axtste HAHA R YeRdth. 914 Av 4 (inverted phase-
contrast microscope)(Optinity KI 400; Seongnam, Korea)o.Z A|E w¢ES #aslo] AEAEZF(GBN) T
To A 2L Ajo)l=2E AAFYPTE. AME AMRE ToupView ©|u|x] BAl AZEo] (ToupTek Photonics,
Zhejiang, China)E AR&3le] tjXd 7MW 2} (Industrial Digital Microscope Camera; Huaguang, Zhejiang,
China) %2 #<dat3ltt.

=,

O

(e}

!

T 1be WEAEFE AES TS14-15 % TS13-64 A|E F%ro A (D133, W2d, FAA 2 ITEZapdg 3ol
3t7] flste] WY M gskS AESE Flolt),

5 lcE WRAMIZZE AES TS14-15 2 TS13-64 AZ EFToA A4 AFd dwd(GFAP), &% A7 |4
W (MBP), NeuN, FEH(TUBB)S &<lst7] fste] WY AMxE s}shS ARk Ao|t).

B

B718F ol Do FATE Tl &R el wep Tt b wiHel A AFAIZ F(Singh SK, Clarke
ID, Terasaki M, Bonn VE, Hawkins C, Squire J, Dirks PB (2003) Identification of a cancer stem cell in
human brain tumors. Cancer Res 63: 5821-5828), £+ EW w7 W3S EArt. FAH o R 4T
A1 (D133, Wl=®, FAMA B x=Zads gRlsly] fste] WY AE 33hs ARESHITE. 19 A8 dFR
(Amresco, Solon, OH, USA)S AM&3te] AEE IANZF 5 EFA21 $ 12 A (E7] F-(D133 1:250,
ab19898, Abcam (Cambridge, UK), E7] d-ul=® (1:250, abb968, Abcam), E7] F-FAFA] (1:250, ab52865,
Abcam), B E7] F-Z=Fehd (1:250,ab10274, Abcam))E ARE-Fe] AFZellA] 2417 F3F wlFAI A TE. (D133
2 oyla"oel] tigk 1%} A= Cy3-AFAICIEH 94 d-E7] 1g6 Alexa Fluor 555 (1:2000, Invitrogen)E A}
43l HESa, FAA 2 L=ZEhd Alexa Fluor 488 (1:2000, Invitrogen)E AM&3le]l AESIATE. Al
¥E AN FH 4,6-Yoln ] =-2-Hd = (4,6-diamidino-2-phenylindole, DAPI; Vectashield H-1200;
Vector Laboratories, Burlingame, CA, USA)& AR&3te] A& oiv] GAA R, &3, T%F7F AW A4
A3 @A (glial fibrillary acidic protein, GFAP), % 4714 @& (myelin basic protein, MBP), NeuN
2 B-FEJ(TBB) o2 H3lE 4 gx=A s ry. m9-2 3F-GFAP(1:200, Dako, Carpinteria, CA, USA),
wh-$-2 ¥-MBP (1:200, Chemicon, Temecula, CA, USA), wh$-2 &-NeuN (1:100, Chemicon), 2 w}$-2 &-Tujl
(1:200, Chemicon)< ol-&8to] FFT MES 2ol AN wigst3ith. GRAPel thdt 12} &A= Cy3-Zr7lol
Ed 94 F-E7] Ig6 Alexa Fluor 555 (1:200)& AH&ate] HE&k3lar, MBP, NeuN % Tujloll Wigh 14+ A
A% &-mh9-2~ Alexa Fluor 546 (1:200, Invitrogen)E AR&ste] ©A8I3ITE. AXE 1GA 7 5 DAPIE
olgste] AL din] FAAAT. FETF MEE AW EZho]=(Lab-Tek II; Nalge Nunc International,
Rochester, NY, USA)ol H=Ed ¥ WY Ax e A4S F38817] A 19 B¢k 10% & Hol @3 (Lonza,
Basel, Switzerland) ¥ 1X B27 BZAE X 33}= DMEM/F-12 vix|o| A 217 &3pA 7).

T 2a% WEMEF FTET AEQD TS14-15 2 TS13-64 A2 717} t]dfe] =2 o T t=2 2~ H & (DHEA) T,

_13_



[0092]

[0093]

[0094]

[0095]

[0096]

[0097]

[0099]

[0100]
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o EEA (Etomoxir) T Fol Fio] wkE Alx 2o Wsts £ daE 2dZE yEkd Aot

talo| =R oy et=2 A~ 8| & (DHEA) % o EE2 (Etomoxir) o7} Skx}-fefAlESl TS13-64 2 TS14-159] A|E

Ao wXE= G AolHE A S=3E T}, 5X10° cells/100 puL = 96 welloﬂ seeding 3}al t]slol=

2ol 7 Qte 2 B & (DIEA) B o B4 (Btomoxir) & FEEE 72417k Bk Aelgh F WST Woz shelsgict,
| EEA (Etomoxir) XHEAllE F AEoA HxE &do] vokelA rashs sl 3, tslo] =21
PR ~HE(DHEA) AAel= 7+ AlEoA ve Ao asialsdl, TS14-15 oA o wzgh avs vet

AT

T 2bE WEANXEFT FTET MESQ TS14-15 2 TS13-64 Al Zbzbol| t]sto] =20 T t= 2 2~ H & (DHEA) w5,
N EEA (Etomoxir) T Fo FEd & ATP A4S w4 245 1g22 vehd Aojt.

tatol = 2o v ot= 2 ~ 8| 2 (DHEA) 2 ol EEA (Etomoxir) FoI7F AE olux] 4 ATP BAES Adsles 58S
H7t stk ATP AAS H7kshr] faid &4 JES AFRSIEa, E 229 AXE &4 #Hr Adx 2A )
3 AEEC filo|=2o Tt 2 2 2 (DHEA) 2 A EEA (Etomoxir)S =W EZ 72412 A2 & assay Al
(CellTiter-Glo Luminescent Cell Viability Assay, Cat# G7572, Promega)< B3] &3 =2 43I d. U3
ol=Ro| ¥ et= & 48| 2 (DHEA) 2 o|EZA (Etomoxir) Z2+e] Fojo] #slo] F71x] AX

gdo] FAEAT.

o
o2 o

Jf&

ol
2

T 2dE RRAES 2T AE TS14-15 L TS13-64 AE ZZbe]| t]slo] =& o ¥ et= & ~H & (DHEA) S
Fost 49, AEEA(Etomoxir)S Ty Fo43 49 e olE EES A & AX AP PSS 24

A9 ez el Aol

telol=gov)et=2 28 &(DHEA) 2 o E&-2 (Etomoxir)e] H-E& Fo ax2 <sl7] 98] Etomoxir 100 p
M(SF 3.3pg/ml), DHEA 20, 50 pg/mlE AR&a] AMEZd 9 ATP A Al 52& gaGirt. Hsto| ==
Sr== ~F|2(DHEA) 2 A ELA (Etomoxir)S Zzt Fold 180 thu]s] tlste]| == uet= & ~ & (DHEA) 2
N EEA (Etomoxir)& W& Fogt T1FoA Ax &4 2 AP A THo| radS AT, 53], AIP 5
o] dAstA TaTe FRlsrt.

eIy

Z 7| A E5 (stemness) A 24

% 3aE WEAEFT TET AEQ TS14-15 % TS13-64 AE ZHzel tdtol= o wek=2 282 (DHEA) 2 ol E
=4 (Etomoxir)& Aelste] 7] TET Ao G4 Apoj=s #2d Flolrt.

Etomoxir, DHEAS} F7FA] W& Fol TFo] 2T FA%0] mE GFS golstr] 98] TS14-15 2 TS13-64
ME ZH2e) (1)etomoxir 100 puM T% Fof | (2)DHEA 20 ug/ml ©% Fof | (3)etomoxir 100 uM, DHEA 20 pg/ml
B Folgk 6714 ARAEZZF (BN FTETE 357 Mgt dnAE o] &3 mMgE wEAMEZ (G TF
To A Apo|2E A= AT dA B2 (neurosphere formation assay)S AAISFATE. 1 Ay =

of o] 7} k&S Z47F Fojgt 1F diH] WE Fo 1FdA foletA T ATl HaTS —Qf‘ﬂﬂ?ﬁﬂr.

Ztzbol tlslol = 2ol v et=2 ~H Z(DHEA) 2 o E

% 3bE WUEMXEF FTYF AEQ TS14-15 2 TS13-64 M2 242
B Eglo® Y2~"(Nestin), Sox2, PDPN, Oct3/4 =

22 (Etomoxir) ZHZ} T ol5 ZIES A s T ¢~
(e}
=

BMI-19] W& & A8t 11 Axs vebd Aol

=9 AMZ gY3= -E2HolE B4 @4 (Glyceraldehyde 3-phosphate

M

= 3be] AFdA Y tiRTo
dehydrogenase; GAPDH)Z A}-&-3}
% 3bollA B ulel o], WRMEZF(GBM) FTYT Aol tslo|=Rovt=2 28 = (DHEA), dERA
(Etomoxir)S =0z Ak A9 nsle] o5 ZFES s A9 A7) Wl~8, Sox2, PDPN 2 Oct3/4

o WA el W astainh.
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T 3be} & x4 A3 DHEAY E %% 50pug/mlE W

ot
=
(b
i)
ofN
o2
-
N
oft
oX,

A okt

¥ oIt e £ (DHEA) % ol E
22 (Etomoxir) S ©HE E o= gz;g%_% i%ﬂ% F FFT Aﬂsj_gl B WskE skl flste] 1A @l
=

3D & #2A(3D invasion assay)e AFE3dle] FU AEL] HFAS BT, 96-9 ZHo|EQ] 747t A
< vtEYA, 13 ZF(Corning) ¥ T4 o2l wiA =2 449 £3 vEA vEg 22 Aok, At A
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