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%9, IREEIREE (tumor dormancy) DIREEZ Ro> T\ 5
LEND. EBMICY, TUIVARYF U EOREME
MEFERERFE2ESTHZEI2L Y, EEIKRIER
BICEI D ZNULECEREL 2w EFHRESRTY
%9, INE COFREHITEENICED CTARE 2B
BRI E LTWizzd, B ICERMEIEL, BE
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HICHEET A2 DI LT, AEMREEREINZS O
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QD TETIZ W, 512, BEOPEX & DB
BWTC, BERLNVTIRD B, PFUBFHIZEEDR
HBICTARSHE L 2201k L, mMEHEEER T3
FEELT, SHTMEMNGREERIT TV BT,
MEFEHREH OBS HIE L CLEERFTIRI - T
THVEV) ZEPRESNTVEY, o T, K
TAHMETEE Y =7y e TAHRBEOREERIINE
TORFEORIBEEZERoa vy S MESIHL
W A T OEEE L LR R CHAER I B ZE 5T
bhTwa, 7, MEIEBERIBEFEOYREHR S,
AR E BT A Z L IC X VHIEEZRL, R
ZNOBEMIER % M2 7-FIM7ER £ 1 i AESRIGES)
RBERTIEPHEIN TV BT,

% & O EANTOMEH £ 1T Vascular endothe-
lial growth factor (VEGF : % Az H#E7EK F) % Basic
fibroblast growth factor (bFGF) 7 & I2/LER & 5 It
BRERTLT v VT A5 F Vi EOMEFHERERT
EDPMN—=FNVTONT VAL o THEENTVS, &
NETEE L DMETERFFRNWZEN TR, &
NHOHRTVEGE WH-Ll Bl £ THRFELT
MHENTWARIW, REECIE, FRRAIC D MEH 4 AT
ELTWEZEFELRLMONT WA IFEEL H.0IT,
T4 OWFERE% &) C VEGF 07#%%El, K U VEGF #l
B & 2 EEFIE O T REMZ LIS DWW TR L 72\,

VEGF & Z DZEE

VEGF & Senger 5 |2 X - T 1983 4E |2 JES MR D fE K
FFREREFE LCRZ SN, BHZ 05T % & ERER»
% VPF (vascular permeability factor) & #5454 & iz, %
D, MEMNEARI SRR 2 ¥R T L LT VEGF 7%
FAEEN, CO2O00BEFIEZ7I-=V 7 ORKE, [
—DHDTH5HI LIRS, L VPF/VEGFE & %

B fhls

L ®» 5N T\ A, VEGF 12 13 3 7£ VEGF-A % &
VEGF-E $TOH¥ 777 3 —FRAEENR TS, k72
EENTORIAFES P TRV DLH B, EERE
1BV TIE VEGF-A LIRS Z R LTnw5b 0
LEZLNTVS. BE—KIIC VEGF LIFEh T3
bNiE, D VEGF-A T» 5 (L% VEGF L £ 5).
VEGFiEZDATS5A4 T T DENPSE FTE520
TAV T —ADPHLN TS (VEGFlzL 145, 165, 199, 206 ) (0
1). VEGF GBIEERREF A v —Th Y, HHEIC
EFAT AP LETH L. MORENRIMNEFTERT
THAHDFGF LELRD, 26 DT I VBPSRDHVTF IV
NTF FEFI 2o TWAOSWMENL Y, ZOWE
ET7A4V 74— EoTELZ->TEY, VEGF, &
VEGFis 3 FDF T /W ENB S DD, VEGFig0, 205 13N
230 VEFESTE C, MREEOMBBAEEITESLT
FEAEFWENT, VT FOERLHBEOY 7+
MMEZEICEDoTWBELENTWE., TRHEDTA VT
+—LD) HVEGE s P EETEESNSE D DE LT
HOLRE2T—TH5b.

VEGF G EARIITHEMICEET 2 ZAE S
LSS 2754 Ve % (K 2). VEGF /e IZ K
HEsE, AEMBICHTSE DL, ZhHNO~s 0
T 7=V EOMBBICKT B S ONBH B, TOKES
BRI T 250 THE. BETTCITHEINT
W% VEGF O A&##MER IS CLIEIZ b7z T
5. MENEMIICNT2ER L LCiE, 801,
WEFE, DL BB DTN 2 T, B, AR EA, —
Br{t.22 3% (Nitric oxide) DELRER EOI/EHEH2 S
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DDT AV T+ —LDHIHN TS, VEGF11, 145, 165, 189,
206 D LTI VEGF121_ 165 BBD W5 ﬂ, E%i” 5
BEEENDEHDL LTI VEGF s b R 25 —T
H%. VEGFg e IZMBREICEELTEY, YT
FOFESCHEBOY 7P VREICES L Tws & &
NTwab. (3CHk 32 2 6 —HBER %)
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2. VEGF O%% 7z ¥y TE
VEGF i3 £ ICHEMILICTEET 528K ENLTINT
774 VRIER T %, €O A YEEI IS
4 (Angiogenesis) 3 & O" & 5k (Vasculogenesis)
EBWTATR2EZEEELLTWD, (R 132
b —ERZE)

EDTRENT WS, E 512 VEGF Mo mEFERT &
By, WEMREICE > TEFICRENHFTHL I L
PHRESINTEY, TOEHIZDFGF % EDMORF T
BEEBREZ D ZEFRTERVEENTVAD, Hf, =
OHFEMBOEHFERT & L COERRBEREOALD S
LEEBZONTWIR, Bk, BEEFEETL T
CEOBERENONEMIFC S REROER2#o 2 L 23R
&HE N7z, F72 VEGF D4t HGF % bFGF, EGF 7 &
O MU HTAE K F i3 % A R B s 0 N R VEGF 2%
BETHI LI VMO TMEFEER 2 EEL

VEGF I T ClRMEB AR EZRE 2V L H s
ENTWEY, NEMBUSMIK LT, H3koiEHt
LHEERE, RERBIRMROEESE, 5 cmER
KRR BRI b OB E 2 EOERE bRTE SR
TWw5b. INSERREYFEIERD»S, VEGE/ 254
FRIMEFEICB TR R EREZRZLTVD D
DEEZLNTWES,

VEGF D74 L LT, BET TIc fit-1(VEGFR-1)
,KDR/FIk-1(VEGFR-2) %A@ F 1 ¥ ¥ F F— €
HESh T2 (3). flt-4(VEGFR-3) & VEGF-C, D
LRERTAHLEENTWD, HiE, VEGF 5 &AL T
VEGFR-2 L OB B EELIDE L Toa—1
E)UPHESNLY, 22 —0) -1 e b L
BOETZHET 20 LTRAEE N2, VEGF %
MR I #E A L VEGFR-2 15| X ETHER o T\ 2
EEZLNTBY, =2—-0E)Y-1D) v I TY =

neuropilin-1/2

VEGFR-1  VEGFR-2 VEGFR-3

3. VEGF %%&fk7 731 —

VEGF (VEGF-A) 1, VEGFR-1(flt-1) ¥ 721% VEGFR-2
(KDR/FlIk-1) Z&BEKEFO Y v 3 F—-BLEALT
EWEREREERY. VEGF-B 1338 VEGFR-1
LiESTH. VEGF-CD 13 & 12 VEGFR-2 % %\ it
VEGFR-3(flt4) L AT 245, Yoty rr&hn
72% D1F VEGFR-2 L4 LT\, VEGF-E (33K
BJIZ VEGFR-2 & #4& L, VEGFR-1 & i3E& L.
¥ 7z, neuropilin-1 1& VEGF-A ® 9 % VEGF 15 &
EI9ICHEE L, VEGFR-2 L 0BM M HEME ¥,
XYWy 7P VEEEE & 2§, VEGFR-L,
VEGFR-2 @ VEGF IZ/ 3 A& I1CI37T0H b HES
OFYVERRAL VD) B V—T2, 3HE5T5 L X
Nna. (SCHk 33 2 5 —H#pee %)

TAFLMERDERZ E 72T 2 EFRESNTNS,
VEGF (VEGF-A) & #4473 % VEGFR-1 & VEGFR-2 i
MEEOE LY A TOZHFEFOY V3 F—EThH S
B, ENFNOMEFEICBT 2HEPER IR 572
BDTHHIED, /v 7T I I RAEHNIHI%%:
EPLHLPIENT VA9 VEGF (233 5 BATHEI
VEGFR-1 O 5 5@ 2%, &4 2B\ Tid in vitro,
invivo & 12 VEGFR2 DA X W BELKRE % £7-
LT L ENTwaiw, VEGFR-1 13, A4S o MmE
B B\ Tl El 72 VEGF # iR 5 Z & T VEGF %
Be @O+ 5 2 LIZE b N TV, BRRIC
B2 MEFAEIITIZIEAEREZRH-2wEELLN
Tw7z, L»L®&#EICAR Y, VEGFR-1IZBE L T
VEGFR-2 2N 2 CIERHT % & ORI 2 IREE TR
T% VEGFR-2 & i3 LAz —ENEERRE 2 2L
TWB V) FEN L ENDDH 520, MBEHFEIZIZT
NETER LNTELBEAFIE O M AR ML O BE5E -
HEEIC L Y AL T 5 b @ (angiogenesis) & 13 &% 5, I
RIICOBFIET 2 LEZONTWIEHD S MENE
FBRMAE AT R AL F F MBI ICEET L LIS
&) IE % #EHE T % vasculogenesis & Wb B &
BABARICB W CHEET S 2 EISEER LI XD
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D& 5. VEGF 54D 5 © VEGFR-1 1338 D ARz
B1F 5 vasculogenesis DBRRICEELZRE*E-L T
WAHZEPRBENTEY, S 5IEEOEBRNITER
BFEIZIX VEGFR-2 & Y ¥ LA VEGFR-1 D HEET
H5DEDOWED B END T EWMEZHAEOHEICOVTIE
SHRELIRET HLEIH DL LEZLNDLD,

b s OBOFMEARL &% AV BRIRE BV,
BRI 2 BIE 7% EOMEROEE 2 &84 K 0’
FHOREIZBWT VEGF B X %A (F 12 VEGFR-2) D
RBTELGHRE SN, BUHESCEMTFREERTLZ L
PIRE SN TR F B ERIZBWTH, VEGF
PEERT A LI VEEOBEALED, HICEHE
HETAZ LI X o TEENHNTAZ LPHRESNT
BY, EEREEFICBIT A VEGF DBEEMIREN TV A,
i, EEREICESTALENBVEGF 773 —
& LT VEGF-C, VEGF-D #'% 5. VEGF-C (3 H 7
MRLOBEREICINZ T, FWHLR ) VNEFERZRETHHE
FELTHEEESN TS, EREWOPOFEOEICE
W T VEGF-C O3 &) VSEEmBOHEEIHET 5
ZEDPHEENTEBY, /- VEGF-C 2 EFEHNTERER
BB L) VSHERIE LS Z L PERIICHE SN
Tw5%, VEGF-D ZEERE ICBIT 2 &ENIHS ¢
T2 7o 7248, T 4E VEGF-C & MR I EB A CTOERED
FRAEOHMILL7ZRTF LR VBELILIREN, &5
IZ VEGF-C [k, JEENCTHREHI LI LITLY )
ISETERB AN T 5 & & BSERICHE ST TnaM,

—RIIEBEOEBIZIL L DAT v TEETETT 508
0 bIMERAER, REE>SBREOEEEEANDR
HEVIRFADAT v S, BLUBBORKEETH 5
BERECOEEOMIE, L) —E0BRICBIT 55
ERBOBEBEICHERTRZDDEINTWS, JEEM
EVEERIICESMBEEEOMAPICHEE LT L,
MEFEDE S DT CEBE T OERME A FHE
I VEBEOBESENDDEEZLLNL. EEOTR
» 5 VEGF ZERBEOBE, AEMlaolE, EERK
BEINLTRTORAT v TG LT 5 JREED TR
BENTW5S,

FEOERIIIRERER L0, BEREIC L AEEE
KDFEEL L ) b DODFERIZD LIELITED S Tw
%. VEGF 381 2 & EBHEA O L 5bh
TBY, BUBERKERNDOBEEIRE SN TS5, fif
FEIZBWTH, VEGF (-A) & VEGF-C 2°VEGFR-2 % £
2 U ORISR ERICEE L RE 2RO Z LKA D
L VBHOPICR > TWED, 20X )2 VEGF 13E
BORBEOARLY, BEBROBRICBVTLBO TEE

& Ml%&

BRE R LTWAEEEZLNTWVA,
% B VEGF/ SHERICOWTIMICEN - B30 5
DTLOLLIFES L ZBE SN\ ueurs,

FF#EICH T B VEGF D1EE]

FHERRIRIIC D, EEOSZICONIENE OB
RROLLRELMONTBY, FERD S 0=
EAE DD THEL /- hypervascular tumor ThH 5 Z &
BFEOREN 2 EYFHREO 1 DL SN TWVED,
EBOBRIRIZB T A HEORENLIGEED 1 OTH 5
FFBIRERA (TAE) b & OMEZFIA L7z b O Th 5.
F72, TAE Z#0 B L T\ 5 9 b7 2 EEIMmAT ¥ A
TR SN, BEESHLVMEICL o TRESN TN X
I RIEBI S AL O THRERT A, 0L ) ICHEOSRE
BREICMEFERFIESES LT D Z L EGICE
&%

EEe P OFEABERICB T IREICBNTD,
VEGF 2B CRIFETICHRERE L T i 2 L XE
BNICB T 2P MEREOTLEIRESNTEY
VEGF % H.ls & L7z & A DR OFRERRICEE 2
BEEZRIZLTVRDE I EDPTHRTBEN TR, L
L, 2h I CHFEORERRICBT 5 VEGF DAEEN
TRLTEENRECOVWTEARAHTH - 7.

WO TEREORERICL Y, BEWEORIET KR
BT B1DIEETEEN LT 2 FENLHWS
nTwb, L L#BEINE CORGTEAERL, <
NOEHEBE THN, anti-sense gene = AV 7-HHITH
n, TORFLNVIE—ETHY, EROMTELIE
5 Z LT TE R D o 7. Tetracycline-regulated gene
expression system (Tet-system) X, £AANCTHIEIZE
EFRBEEZEMSCLIENTELVATLE LTRE
BHERINZDDOTH 5%, @EE Tet-system 13 tTA (tet-
racycline—controlled transcriptional activator) $ & O
TRE (tetracycline responsive element) & \» 9 2 D D%
Bhty bRBLICHICEAL, ZEBEETKE(E
BT 2DTHBH, FTA DA T 5 Retro-Tet sys-
tem i, LIEIAVANZ F—FHL, ThE 200
HEy bR 1DONT I — IR AICHEAT S I LI
XY, EED Tet-system (ZHAT X Y B 22 B AT
RELZB L) ICRREIENZbDTHED, HLIZZO
Retro-Tetsystem % iV THEEEBRICBT 3
VEGF QAR BIT 2 ZENOWTIHRE L7z, Z0kk
&, VEGF I#FHEZEEOZFBREICB W TRD CTEERE
FERILTHBY, VEGF LT CTIFEIZIZLAL
BECELWVWILFHL P E 2o /29,
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EBDEMANTIE VEGF 25T WL 2 0RFHFHE
AHICERALTCWA LD E# 2 5N 5. bFGF i3 in vi-
tro 128\ T VEGF L OMEMERAIHISNTNE 0D,
EBROEEZTARBICBT ARG RIFEZED TR SR
TWidol., #ZTHAIL, Retro-Tet system 12 &
) VEGF % & UNZ bFGF D53 % ERNFRE L, g%
Bl 2 MEAFOBRESIHERHICOWTHRET LA, #
DR, VEGF, bFGF OFiZ # £HH se/2 L 25, IF
RORTILESENO MEFEENZ - TEWIREL,
Z DR E L VEGF, bFGF BEER 2Nz 72 L ) KX
W, HEEAELEALDDTHo7. ZOHFEHED
VEFIMF 2 MET L7z & &5, bFGF DInE & AR Ere A
DO—EITEBENICBWTVEGF 2FE 5212k 5
bDOTHDLILDPHBHALE. UEDOFERIY VEGF 12
Iz CbFGF b VEGF Li# 3 % 2 & CHEORKE AR
KCBWCTEELRBREZ R LTODEEZ LN,

MEFEIFINE TIRBRTEZ L) REEORT,
EROAL D TREBEZO L DI EERRE T R/
LTWa I LWL ENDD0H 5, EERIICH KIS,
KERE, U v ER EOSIEBRICB W TENELSICSE
2 MEFAEIHEIMNT S Z EARENTWEHSD FHEIC
BUTHEBEFROEREDS & MFHEICBWTTTIC
MEFETENELTWS Z Lo, BEIFE, HFEEL
SREI SR T 5 12O N CIFNIC B 3 BRI BT
B EPHES N TV L0 EEFERL DT v MNFREE
TWIZBWT VEGF & ZEEDOERENT OV THRE L7z
& 25, WREEBROMETISONFHNO VEGF DOFEH
LH L, #IZ VEGF O ¥ 7 F VEEZE EWT 5 & F5E
ZDLOWFERITHFI SN, SHIXHELLFEISD
HRMEBEELZ LI ETTAILZRVWZELTY
B,

FFREE% { DBAIFEZE 7% E ORBMALAER L 7-1R8E
ERERME LTS, FRMEENEBRE L LCEE
TAEBTICBWCIEERNITREIERIBESNS
ZEDEHEINTBY, BRI IFEZER & oL
PER LRI CRBIEREENIBVI LS R
TW32, ZNF CHHELOEREE MEHEICONTIE
ZEALEEDITTEZ SN TR d o9, EEDH
L DL, BhEREDLEROBMLOER I IMEHT
EFRCEDLY) 2RO LPHASPICH o TETWESD,
B b A LEEEREB ) 2 MEFEDESICOVT
ERWBR 21T o728 25, ML OER VTR
VEGF %338 L Il H4E 3o L, #C VEGF Y 7
FVREE BHET 5 & ERGIFEMELSZH I s h
LT EERVWELTWAY, HIL, MEHEITFEEL,

3R, FESRE, LR, v BliERces
175 —EORBHEBOETOBRICEELBE 2 HOD
DEEZLND.

FEIC BT 2 82RFORE L MlRNEREE

CNFECTEERFT 2 LOFENMETFEICB VTR
VEGFR-2 0" FE L %EEF/- LB Y, VEGFR-1iZ
FEALRMIMEFECIZESE L 2VnbDEEL LT
Wiz, L2L, BB RALZLICHREOHFED S
VEGFR-2 121 2 C VEGFR-1 % 5 VR Ei o & TR B i
AL TEERE 2 EORNMETECBTdH5—
EOBREE R LTWBIENHLPILENDDH B,
Lo L2 E0EEORETREICBIT S VEGF &%
FEOBREIOVTIE D E VSR TW o7z,
Z 2 THA 1L VEGF L HZHFRDOIHEICBIT 1% EC
DWTHRE EMMA 7z, FTEFEOR LR BRI BT
% VEGFR-2 D&z DWW THE L 7-# R, VEGF 12 &
BEHREEKIE, VEGF & VEGFR-2 D&M % H W3
B LI L o CIEFAEME R > TEH IR S 5
Z &R RWZ L% VEGFR-2FHEIC X 5 FHEREIE
DAH=ALE LTI, VEGF I2X % VEGFR-2 #/-L
7MENEMROEELHET 2 2 &1k Y EEAOIL
BEELHHIL, BEOCEEMRO7 R -V A 25H
B2 epEz2 O/ (K4). AAIZ, VEGFR-1 D
FERBCBTIAZREIZOVWTHRE L A,
VEGFR-2 OBHEIZ AR TEIRIZFT S DD, VEGFR-1
VI FIMEEDREHET A LICE o THEEICME
FrAHE A > THREE S H & h, VEGFR-2 200
% VEGFR-1 b fHEREBRBICEERRE 2 £7/-LTn»
BT EDTRENTD,

— &2 EGF A% 1Z Lo, SRARF 1Y v ¥+
— ¥ & 2 MILANIERIEE I Ras DIHFHALICH { MAP
FF—EH AT — FOFEEAEZRL ZLHLPICER
TW57%, Takahashi i, in vitro DEERICB VT,
VEGF ifI4M912 Ras 2 b1, Jurf v +—+F
C (PKC) R Z4&7E L T VEGFR-2 # /L 7-flifaisgs > &
FNEELEN) ZLERELTWEY, &LE, 20
IR AR B RN TORD LNEHE ) Hlzown
T, PKC RFEIEZEH] (PKC-I) % Retro-Tet system @
EBRIHES L TRET LD, 208E, VEGF Lo
THEIN L 72 B O KERS1E PKC-T 0% 512 & » Tl
BrAEHEZ o TR SN, Z OWHIZIEIZPRKC 74 ¥V
74 =509 HPKC-R EREMICHET 2 RIBEICS
WTHBOONZ, 612, BEIEBEEN-HIC
PKC-1 D5 %1T-> Th Z0MFHIZIEIRETH - 72.
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4. VEGFR-2#ilic X 2 IEFAEME L 78 b — ¥ 2 08

VEGF B FHEAIC & 2 BHEN O MEHLE (A) 12 VEGFR-2 5 EE HRIFEDOBR 510 L o T, ZH I T2 (B). —
75, BN DT R b — ¥ Aid VEGFR-2 HHlFifk 0¥ 58 (D) 125> T VEGF B (C) ICH~BM L T\ 5. AB idie&gis
DIBEE LTCIE AV HR TV CD31 DfELf, CD id TUNEL 125 5 78 P — Y 2 &% R L TW 3 (R X 200).
FENZ (A) CD31 By, (D) BEBNT7T R P —3 AMER LT3, (345 2 5 —E)

#

VEGFR-1 VEGFR-2
5. VEGF 2D T 7 F MEERR

— B IZ EGF B4 21 L, B HHFay v ¥+

— 12 & BB ERIEE X Ras DIEMEILICHE <

MAP ¥+ —EH 27— FOEELEES Z L HHS
P38 PKC I ENT B, VEGF B4 91 Ras #fEh 9712,
FOF A vFF—¥C(PKC)H» b MAP ¥ F — ¥

ﬂ ﬂ X (MAPK) & ) #8512 HFF L C VEGFR-2 % 4 L 724

. Lo fa¥IEY 7 F V%D L ENTWS, —J5, VEGFR-1
actin reorganization MAPK 13 PKC Tid7% < p38 4 L THilan sz & IcB S
THEINTWE, ZOMll, VEGFR-1 1& %A R #i

ﬂ ﬂ BEMfE (EPC) 1 X 5 MEFKBRICEE 2 %E % 27

cell mjgration DNA synthesis LTWaZEFEERLPICENTETWAAEPC

BB Y 7 FIREOFTIERIZAL P TR LS
BOBETH B (SCHL 18 0 b —EPE).
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MAP ¥ —EIZBLTd, PKCIDESGIZL- T, &
EN D pdd/42 MAP ¥ F — B L E B I3 S L rz.
BEBRIEWZ L ICJEBE N @ PKC &4 VEGFR2 D ¥ 7
FIVIEEEIC & ) ZEHIET L7225, VEGFR-1 O/
ETIIELERBD L o7z, HIH VEGFR-21Z 2D 7
F VTG PKC 2SHEFET 5 25 VEGFR-1 123l 0K %
FHALTWwAELEEZ LN/ Invitro DEEER T
VEGFR-1 & p38 # A LC7 7 F VBN L EOMfLE
HEZEALIZEAS- L T cell migration I2BI5-§ 5 & & 258
ENTBY (18), FED Y 7 F IV nERBEFEESEEIC
BUTHRD LN DEPITOWTIIESHEOMREEET
5 (H5).

VEGF Il EEANDICH

VEGF % &0 MEFENEE T B0 CEER&E
FRLZLTVWAIEFHELPICRLIZON, MEHEL
¥ =5y T A EEGEEREOWS - BEISEINICAT
bid L9k, BERRF TS DBRKRIGERTD
NTwa, VEGF 2B L T, VEGF @ sl Hi k=
VEGFR-2 @ kinase inhibitor, HFIHFLESFKIZ B W
T, HREE T KGRI TONTRY, Z0F
MEFEDSN00H 5. L L, IhoHHMETEH
DRZIBD THAIMIATON TV B DD, ZO/EH
WrEOME L, EHMOBRSPLETHLIZD, LM E
HHZEICEBEEOE L) QEEEIS 025, & 612,
BPEFEIIERE * RIEREICRED L ) b’ B cyto-
static 2FHFITH Y, ZNhF TOIHEHIO & I % cyto-
toxic ZEFIDOZNRH EEEIZZOF F TIRLTIETDIC

<K, BRETEFE—SNEEN L VOPBIRTH 5.

INSDBEHTERES LD SHEETH S BRISH SN T
WARIEHERNIT 2, F-—RERESMERTE S
EICBBIEREZLES MBI PLLEDEEZDS
D, 22T TR TER S LT 234 CHmeE
HER L2V EDZSOERETHEN) 2L fThRT
BY, MEEEDOA VY 75DV REIRILER O 753
A F D MEFERERE2FL, EERE 2T
LEWIRELRENLZENTWS, LELING OS]
OHEBIICRIICHRET 5 L EREORKRTE M5
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