P TE1L A 10 H

e

g%

au4{ 5L I 7OBIKEBE

KE #oiff', FEH B
L A B MR
Y S R R £ L R B > & —

LI

T ®:a047L3I7E,REEOY A MO T 1 %
FHETHIHPoHMON 2 X LEEAEHEEGRT
5. &b, FRBETEFIER SN THFLANIVTRED
BHEIhES>ELTVS.

B B EBNEL X PEAEHETR ALY
BIERELT10~20 KOBMAFFRKL, BIR & REE
DY A MOT 1 HEERISEITT 5. PELBICIEROM
REFHEEISEITL, POREARTAHRLICMH>TL 5.
LE L RBEERO/-DICREFN BEHEHAICERT 345
FOREMAREZRYT. BIFEREEATOESEIZED
T, —RICBREREZFAGVS, BEEELRLAN
JICEHEML EBEEL N EY A VIRITEET 3RE
ERTOEE GRS CERE EVS, MEEES, BEM
QEHE, BB a-OCEEREEEEEHTIEN D

131“¥ AO04 7L I7ORERBEETE X EEER
B (Xq 21)IZBET % Rab escort protein-1(REP-1) T

HdEFRERE SO REP-1 (2 ilkaR/ Bk
B 5§ 31K 49 F & guanosin 5 -triphosphate (GTP) #&
AEREOHEA DTS BEE TRk LUBAE
TEBOERFICOWT REP-1 BEFHAHFEE I, 8T
FHEEZECAXETLEREDPREE(/ L AER, 7
L=LI 7 NER,XTSAAER)FPAS PICE - F.
WINDERIZE>TH REP-1 EEHEOHAEIIESE X
h?. BEFEREOBREBFRERRE & OBOHERMIZHA
5 Jb"(“t;t 73:(.\.

B R:OOA4FTLI7OEEMNHEMIESTICERL
TW3, Eaaﬁfn-‘fﬁﬂﬁéht@'c FEFE MR {EH
HADICRAICMA T, ZO94FLANILTOEEOERH
i h 3. (ARS55 103: 773781, 1999)

F—7—F:3047L 37, X EEEHMEETER, K
B Z hO7 1,REP-1 #EFER

A Review

Clinical and Genetic Features of Choroideremia

Norio Ohba' and Yasushi Isashiki®’
""Department of Ophthalmology, Kagoshima University Faculty of Medicine
“'Center for Chronic Viral Diseases, Kagoshima University Faculty of Medicine

Abstract

Backgrounds : Choroideremia is an X-linked he-
reditary eye disease that causes progressive degen-
eration of the choroid and retina and frequently
leads to legal blindness in later life., Recent molecu-
lar genetic studies have revealed mutations involv-
ing the Rab escort protein (REP-1) gene localized at
Xq 21.

Clinical features : The clinical picture and rate
of progression may vary among affected individuals
in different families and within the same family.
Usually, hemizygous males develop night blindness
in their teenage years, followed by progressive pe-
ripheral visual field constriction and visual disabil-
ity in late age. Heterozygous female carriers are
mostly asymptomatic, but their fundi show charac-
teristic pigment changes in the midperiphery closely
resembling the fine mottling observed in the initial

stage of the disease in males.

Molecular genetics : Assessment of the REP -1
gene in European and Japanese choroideremia pa-
tients has revealed a wide variety of mutations, in-
cluding gross deletions and point mutations such as
nonsense, frameshift, and splice-site mutations. All
these mutations are thought to fail in intact REP-1
protein synthesis.

Conclusions : The recent molecular studies may
open a new chapter in the research on choroidere-
mia and provide the groundwork for therapeutic po-
tential as well as diagnosis and genetic counseling.

(J Jpn Ophthalmol Soc 103 : 773—781, 1999)

Key words : Choroideremia, X-linked eye disease,
Choroidal dystrophy, REP-1 gene
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I # &

204 7L 37 (choroideremia) t&, fEHE {fu 38 2514 Dt
fRp BT, TR DO MR & M0 Efix L 35 X
et RSB R TH B, LI % o TREE R T A5
LIk 7z, 2O B EIS D R ORIR &l
D FHE R T 5.

I a2u4FL3I7omEhR

audFLITORMBIE, 4 ATy 72 KRENRIR
Bl H4% Ludwig Mauthner " @ 1871 4E38 4 @i % [Ein
Fall von Chorioideremie | %% f #] T & %. Mauthner (3,
AR S O & EITEO MBS L 2 EJRE LTk
B L7z 32 i B O MR A % A7V, IREE IR ATIE < 254 L
TIREEEI - 1T AL 2DEBE L. ERXEOIR
M A2 T B L A LT chorivideremie & v 9
WHTEE LD TH L. R0 CTHRBROER LT 5
& & BT, R Tld & < progressive choroidal atro-
phy @& % {3 progressive tapetochoroidal degeneration
LRI RETAIT T4 THAHZ DR S
2T, X et Rl fnm & L COBRKEOEEL IS
AT T o TV 7, MR S8 251 <0 i Il R A8 R e M5 26 s
EOHMNDFRBEDR RIZ 722 L b H DAY, 50 FXE
TICHRR S L OB 2 kAT 21356 L <, a7
L7zPA MO 74 THLHIEMPEELRY .60 EMIC
DGR i A OIS TS L - TEHLER R TE o B
fige A3 e A 729, F AR T & Mauthner 7 5 100 £ (3 &3¢
N7z 1974 SFAZRCK & BIRRO B OAAAEA ML S Y, i
W ETIC2ESRICBENNIET S LW SHI10 %
72107, 80 AR TS PR S Mo TR ﬂ’JUFnﬁi
WM R >TaIR, FL I TOMBLIH L V-
PRV T b, s P RO PE I CHN T
S AT X, I LRI L 2B 1T 5 AT
EROEEVHO DI RO TH 5.

M za2uA 7L 3708

McKusick ™' @ A ¥ F VB A & 0 7235 85E 5

303100, %5 % choroideremia (W% # CHM), [d] aﬁa M # pro-

gressive tapetochoroidal dystrophy (TCD) & L THL#E =
T 5 X FeO Al Sl =N TH 5
RRIZBITA2BEDMBIN Y — 23 X Hefo A8 g1
EWHOFNI LT, ERBIEFEAIEEGHELT
%43 5 91 (hemizygous male) 33T 5. — 1, ~7

afEARE L TERBET % R4 T 5 LM (heterozy-

gous female, ZCPE RN &) BB RERI & #3652 & 7 <
AR IR TH B A5 IR LIELIEEY A 71095
BERT. L72A- T, HKRNICHE O BH RN E % A
%:tﬁ%wWMﬁf74>§>Ffd4%¥ﬁm%h
TwAHH, 8RR D | ARG IZHS S Sella HX D

FRTI, BT 5 3,000 Ahiz 84 AoBES L 126
ANOLHERR AR ST D,

auf 7L IT7TOIRMEBEIANTHLA,5 0N
Bz LT AL HWTH D EHEE S b, i feth T
(B dp B VI H RO RS B ImM & L C oMt R4
D LHTIED DA X Pl Gl R E LT oM
BFEEMOREL DV IIETREVTHL ). LA, FH
HHORBRICINZ, 304 FL 3 T8 FER, WAL
LI e R 25 4 1 2 R, X Bt AR AR e M )
ERTHD

IV au4 7L 370K

LB (R DI 50 & # KAMB L UFARNT
AL LBV BV, PN LRBIRERLTOL B
0D CTha. HETMIEIERE LT 10~20 181 ﬁm¢6/
A a7 4 ToaRE S RIS T B, PAERIRIC
IR EACREICHFE ISR ->TL S8 c:.tﬂ:@xﬂ%%(
PRI S LD A5, 50~ 60 MELA R LT 1L 8 O BLELRE T & R i
Bl ENLZ LTI ARV,

1. BHREREOMRKE

)W RS REO K TS ) BEOHE 2R A
D MRBS AR S « WL E T, MEIERRS (2l 2> 2 BORCIR (0
FORRE AL ML E L OBEEFBIRICZL L A
0 & B BB L A A ZIRICIAET B, 0
[RS8 B2 B A8 T U, 5 BH Ok 12 window defect & BOHL L
72 HOEAREIRIC A S5,

h WY APBR T mﬂﬁ?’froitf E A < T
DHRFOREELZFRZ D LI 8 L. BIFRE TR LR
REFOEE R L, 2h3 'CP];MM‘J‘ON?% S NA B I
HEBEERIC s &, BUIKT - BRI & 03, BN
MR T, SRR UG 724 @ — Ml 2 o % . Rl
B RS 2 v LAt SR ANHE T, IREREIE L/D o
v LSEH AL & g RS T, S0 35 b & R Ak I of 4
DERHFE I T (22 5. RMEBEO K X 21 H5E
Wi, BMIMAT 2R SR T 5. Edim H o M I
I, el a3 2 b A R S & iy HARIZ R AE
B RW T, IR O K & & i O EMEAHETT LT,
HEMT B2 TL 5. MBEOER IR 4 5
fn EAERT 525, FORIEE v AR - L
IR - W, R ICHBICRATL 5.4,
m&mﬁvﬁM%meamum@mwwr@a_nm
AELEC S S WL T, T SRS $H A Wi R LT IR
HeBEDOKE RIMAE DB EDIED, BT
F L H O FEFiE & B HINRAS N T AT A3l 0 F50 T,
B THROWIF RO 72D IR O K & Ll E O
ARSI TE v, B S IZWATES &, BRAS I T M L5
FEMAHEST LT, W B OB IR L TIRMEIE D K & 22 ifn
Homoelfz @ U CERINLLIICEL ().
£ P77 — il E R T, w2 -



THI14E 1T H10H

1 JO4F7L I7ORERR (22 &%, B,

B NRAE BT AT A FRAE L 728850 T b RIS A % 72
ME DR R D ENTEDLYD, 8, Hhhb
WA B0 L T 2 A58 2 L C RIS F 02 M e B it % of L
720, BP1d 2 IR OB AERT 2 7 (92).

AW RO AR % kT RIS DK & 7 i

a0 7L 37 - KE 775

LAMER L THORERE 2 5. 20 & 5 L IR
BIRCHEPHICEZ 2 &, wWhw 2 P liRE o Rk % 574
FHEIL OB % Betn o D AT 2. 8 B3 1
R CAR I Z R, MBMAT 1M < 70 0, SRR FLE & &
#iii LT < 5. HOBIRESE R T, M CRAET 2 ik
BEDOK & % M DS HAGREIN I S 2. e 3, IR HEE)
Nk > 525 5 B AR I B IR SHR & 2 R e v &, W Tk
DROWEERFEEZ Vb DE AL S,

2. THREEOEKS

LVERRINF L, T < BIOMIN 2 B % B & &, itk % k2
B LR K HRIEMBER AL IEHTH 2. Lo L, B
B35 W2 KSR E 2 RT O EETH L. T hbb, i
Wt 45 b B 0> Z5 < RUNEETE B O B SRR 0 2 32 S S
U 7 BEIR BEASIE B 8645 & IRAE L T, B I3 £ H 4 2 4k
DIMBZ R 3. IRAEIE O MM AT 2 A & 7 4T 0 22
AL IR H AL 72 2w, SIS 55 R0 S Al R PL B IS R 1 e o
(14 3) . HEEHREC S MR AR T U, WORIR 08 85 & 18380
EDEHA 7 IRISAINT 5. VR E O IRECH 25 134
FLELITHDPRASEILL T, BIRRED > 2 3 i
HIXRDIEDHD. LL, BEEREL L 213 20
EITT2Z LM THS.

PRINHE DHIRIE % BT 2 &, EH O 85 L BE 0I5
ENEWSL ZIRICKET 20D HALENL. ZOBIG L,
Lyon 2508 L 72 X Betafbk NP B # 4 Hg b LT
Vo (B 4). S, IO D BN #8110
CODXREEDOEL Lh—o0 kRS ¥ A2
Wy, PR OMINL 2L - MUk E OB S kA B, L
7oAt THA L 22 MR T I 2 A & @ X Jefa sk ik
T HMMEE & B A 5 O X Feta kA fE+ 2 M e &
WEFA IWEE LD, L) b OTRBENS X OHE

2 aO04F7FL3I70BRERE.
10 8, B MBI 2304 FL 3 7OREFRIZNz <, F1 8~ 58 1 60 00 B BTG RE G L A5 B A5 A > 7
EERIZHAET 5.
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®M3 304FLI7REZEORERR@G6 R KL

42 1%, 7).
,
® 8
‘
o I I S I T I S B L
ixn:eftﬁaﬂ:
O OO @® O™
I I

;
i

l%qa{ﬂﬁﬁl
o Jo lio Yo
(ele] (o] o]
9_°°"‘ —
o Jo o lo
(o] (o PN FoN
o lo 242
- & o lo
=85 0t
5 Jo Tdo Jo 2
)

4 SAT7OR(GHAEAXER).

Hit&aE 103% 11%

exon 2 —-—J(G—n—immnz
S'“TTGATTCATAAGTTT—Ii'

®5 aO04FLI7EGEFRAT7M4AEEBMEOID

45 L I 7HEH.

A IREE 1> A3 A T AL OFE 0 K WL 1 ) L 10 E UL 4K
A EE L, e CHUIE T & SRR EATETT L
<, 35 A S HE ARG HEEC 2o TE . A,
F5 R 2 0.08(0.09%X —3.0Dcyl—0.5D ax10"), /.
2 0.5(1.0X—1.5D "cyl—1.0 D ax1257). 3K s P
B Ae A d 1), SRR AT B RN 2
o4 7L 37 OUREEE R, IRy s LT, mflo
TP RENE, E P oS LU JEE > B A B Tt e
h5b.

B : Rab escort protein-1(REP-1)#t {14 » b & ¥ 2
D AT T A AL EE (np 146+1) 12— JE R (GT
—AT) A3 B . 5 T-HF L, MK B KR
Zegr oA T I S L o TIT DLz,




FEREI1TFE11 H 10 H

PFRIC L o TERBINTELY, Z0HE, RRER
P 2 ISR 2R 3B Z s, TMmIciEe e
WCIEWERETH o720, BHEEE L S WIZHEVERKAE
KE R =,

3.2 W

HEA TR O WS AT BLRE 5, $LEF B, 7 1) BFRO 70l 1T
DIRIEHECINZ T, BEOBREIBRREDOY—H —T
HDHENA ZIRIRERE 2T 52 LSO TH
5. F LT, KIEBORHLRMEIZEL - THEM I HET
D 8505 W o0 e B0 i, Nt 3 A (X e £ 1A o B
PR J Il IR e R e I 2 i, I, SRS AR e A5
B0 N R OB AR X B H o RIi
IR 7EDT, FE SN D HiB TRk o 5 N E R
PHETH 5.

4, RIEHRIEERIAT R

F L& LT60 L oML L AR F T bdt, LLF o
WAL STV 57 BRI RIS & L CHBALE
- M 3 L - IR AL VI T EMBE T 5.
7z, AR AT 2 B L B AT L 7o M (0 3 1 H 13 T
b L, Bruch(7 % v 7) B2 I IKAL - B - W2 2 &
B St 3 R AR L 72 38 o0 IR A6 IE L4 0 1M g 2%
BEBE LM, 2 FERE BB L TR W EIER T 2B
Wi, REHOMmE L E TV 7O A T,
Z O ORI LR S~ n 7 7 —
TR AR L TR AE L 2ot R A E B AS R A5 4 4 7T B
AL,

)i YRR 5 00 95 PLAHLER 27 19 B 3R 1 68, 78 ik & W
I I OREPITIT AT WS, ol 8 TR I &
FLAE A B AR IR S A, BRI LA ot FE bk
MM ZERHLDE LD, VR 7 AF yHi* % <
Gt Ty 7R S b O, BRH TN |3
WIZRFES B2 2w, L L, i L B
Ze o TS BLMIBL A T 23 F A L 72 0 DIRAS B EAM M4 %
FERSA T 5 PRI E O 2 0 X 9 F 9 B 27 09 T
PUZERFRAGIZ M SN2 A 7 BRI 21— 8T 5
EE LI WA R LIEICH D 2 L B IRNT 4.

5. R 4 & &

B ORI, IRE LA OIRME S X O Ol 8 12
BHEZRE RV, 20 L9 RHEF % classic choroidere-
mia EIF5Z &A% 5. BN TH 2 2%, HERE, M0G0,
oo —arEEE 2D FHS L (H5). B -
MG - 3 7L 37 & A5T S R, McKusick @
A Y FOVARR A 7 1 70238 5 5 303110, choroi-
deremia with deafness and obesity &9 % £ bV TH
WEhTwa. F/-, X BafkEioaof 7L 3 7 8=
TEEUHBIIKELRE KDL L, 204 FLITIC
M A T, S RKMENE - FfE s E BT - SRS - a2
e EOBEHERL TR 2 o3 ", &b o THi k36
& LT, Xt fh & et i & HhiEHE (X - autosome trans-

aufFL 3T - KE 777

location) LT, 204 FL I 72N THH DL KT
RHIBEFEERIE % /R L - HER O WS "D 5.

V au4f 7L 37 oRNEET

avu 4 7L 37 OEK#ET (CHM s 1) o5 1
fr 2 MRS 1, 1980 FEAUE ISR L kBl o — oo 7
Vo— 7 TR BB S A7z T 1 1990 4E L # 1
CIM #ifa o7 o—=r 7IZ8E L 7. CHM #{sT®
g Lo LEHELMTHEED
W, BIETEROFRZEIZED Z WD -0, + 5 » ¥ Ni-
jmegen KR EAEE O Cremers b *' D F N —FTh 5.

1. CHM BIZF DS & #EE

AN CHM S8AZ -0 X Jetafk ot m fE¥H5 2
fikiohEciibi., 2, X ok FicssiEs %
BDNAR—H—LHHEDOMAPMATIZLELDT,
74 ¥ 7 ¥ Fo Sella X T 17 Al P 1E oo # %12
LAREGFRIAMN A LR LAY Ao 21T,
SHIERE L~ LT8R REDERE S 2 fEH = Fwv T
DNA=—A—tDHIEZRDDL DD THo72%. T h
DHEIZL-oTH,CHM #{5F1d Xq 21 (2 S,

BAORT X PR RPN AEBR LRI Y 3+
Vo a—= v FEIC & 5T, 1990 SECHT IS CHM it fz
T cDNA @ A Bl 2 h, 1994 £ 12 3 BRI o 1
R EFY 2 f ¥ bu CREEYE S R
T o 4 & B £ £ 150 kilobase T, 64 base & & 3.4
kilobase IZ M S 15D F v THE I TWAE.H
5.6 kilobase @ & 2 @ mRNA #2653 8D 7 3 / % if
TTBH.

CHM #5233 % 1 H o Bk, Ml N @ s
N i 7% 12 20 A A K 4 T- i guanosin 5-triphosphate
(GTP) & G| AU O —HMTdh % Rab & O MAEPED & B
af SNz Rab 2 HRHET 2 7- DI IE IR 12 C KAt
geranylgeranyl transferase (Rab GGTase) T7 L = L1k
ENDHZEMULETH AH.F L T, Rab escort protein
(REP)2S#iBh A 1B & L CTHEfET % (M 6).REP I 13
REP-1,REP-2 @ 2 fi ¥ & % #%, CHM # {z 1- 13 REP-
Tl & Zeva ),

2. CHM #cFZER

1992 £ @ van den Hurk 5 *, Sankila 52k 521
AFLIT7HEDO CHM BEFEREORERIZH VT, I
M, AbKB L HARATEHOERN ik S BT T
IZCHM Bfn FEROERMVIZEHL ICh - 729, &
il 7 — % ~— A The Human Gene Mutation Database
Cardiff™ (2 1%, 1999 4F 3 H OB 5 TH & L TERH D% )
ZOWT 29 MBIDERDP B INT VL. EEL YA T
(3, REP-1 R T2 G AMET 2 hOBEF 2 B EAA
PERERRE, RO LR, >t AER, 7
L—A& o7 MER (DRIEIEEA/NRR) AT 54 A
HAERE S FXETHL. HAOIOLFL I TIZD
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ISGTase

4%y

AiR&akE 103% 115

;:ﬁﬁﬁ?niﬂﬁ

6 Rab escort protein-1, Rab ZE $ £ geranylgeranyl transferase O EEHREIEE.
CHM #{z FA57 — F4 5 Rab escort protein-1(REP-1) (& Rab & OB 245 i & #ilh 3 5. REP-1 254
4 L7z Rab #1113, GTP f£1E T T, geranylgeranyl transferase (GGTase) (2 & - T, C Kl ¥ A 7 1 Y BRI

f? Vo=

FIH S 2. 5 IR0 2 20 L TfERL

WREBFIMEND. ¥ 5= T =M & - THUKMEZE R L 7 Rab SH 132/ g 2 1
B L C, sy oSy R IZES T 5. YT =0T T =

WALHET #, REP-1 (2 Rab B2 & 478 L T, %

Gross deletion

Point mutation

00¢ + ™

EB7 ag47L3
W B LT ERL X Rt iR R
e (gross deletion) @ B IZ R O 51 TR S 4, KRN K KO & 337, 2528 % (point mutation) (&

g1 R SR

B4 L OB A0EF TR s Tw2. B by AER,

T NN,

Wi, Fujiki 5252 E £ b o 23 K RIZ2 0 TR
L, 6 O ZEREZHEBLTWD. NRE, 2%V 0
KO LB, 1 BRI, B A s o S e KK S
Bl, Frbr AERIH ATSA ¥ LTIV 4
fl, ZoOMm1IPER-TWAEINT). ZRETICHIGNS
CHM #fzFZR iz d CHM A HE AR L v,
HAHVILHEN S &A% A LT, REP-1 O#REA
EERTELHESINRS.

KRS D BT 45D 1 OBEVPKELRT A XD
R R REDEFERIIE & <, CHM BB T O N
WZEEFLZ L3P PR EL—HORBMmA #E
FONEBIZR AT EAE .,

7 DEE#EF REP-1 #{ZFO#EE S TR
RAETAMETIX Moy »CHEEND. KE L

SIATTAAREER, Qi 72—

detn RH] B - X Heftfko i & B ko
DO HEEBIZE->T,aa4 7L 3 7 EHEGFEL G
Lzt fdpHonTuns 1 HE(X;13) (g21.2
12) T X Yt fh oz e o 12 CHM #ifz Fo 4 » b >
12, 1 Fid(X;7)(q21.2;p12) THidmlE =% v >~ 4
Tdh b,

Frby RAER, 7L —ALY7 PER D FCRT 9 RN,
OATSREOA My 72 Fr 2L 5L uERmiHhs
NTWwE. 72— 7 bHELTRICA Py 7O N>
AT DI REP-1 B H O8I % TR, KINT
11 flif], HARTo fiFE ST 5

ATSAAHMNER A+ ryD5HIHIEID

e



Tk 11411 H10 H

AT T A AFHAOERDEKNK T 6 flifl, HAT 2 flifin
Do TWnhb.,

EIEFEZMW

Ao /, ADNAZ G & LT, polymerase chain
reaction , single strand conformation polymorphism,
heteroduplex iEZ W TA 7 ) —=» 7 L, ERPHE
SN D AL OIEIERA & e L CEROMZ <5 Z
EHNTEL.CHM EfZT R 15 Mo FY v THK S H
A0 ) KBOBRIETTHEI L, LeLEROFHIIE
RRTEICEHTHHEI O, BIEFEMII2ED
RoaPVTHE A7) —=r 7OHFEE LIFL72HIC
REP-1 &1 ¢ immunoblot 2B ST w5 7,

4, CHM Bz FO#ELIOATL I 7

CHM #{zT$7%bb REP-1 13, ML IR B O iz
4, BFR, BRI, ) v 8Bk SRR TSI B P
oA WEPIRIKICRRT 202 8 BT 5078
%9 B BHE D) 2 3EER Tl Rab GGTase G T
LTWwbH I TE 5. Lzd'> C,REP-1 R IZ4
T 2005 O & b . REP-1 (ZHFE
@ {5 T REP-2(CHM-like) 2% 1 Frifefu iR IZFAE L, &
¥ & F Al - MR TRBL L T REP-1 128§ 2 Bk
ELOZ LR EINTWAS. LiA-T, 004 7L 3
7HHTIZ REP-2°REP-1 OBEEX#i<T 5056, 1R
DIt o il s - AU IR AE IR & JE B L 72 v, fY I S IR
B TIEREP-2 12X 2 UEFNZELETH LW R IZ
WHERZ BT HLEZDLZELRETH AH. MEP T
fiE9 % Rab B EIE 30 FKILL LA A fET A0, 4
BEMRAE I T2 REP-1 122K & ARAF$ % Rab A%
BTHHOMbHhHRn®,

204 FL I T O REEY & R O #Ef 8
Y — &, RERR e MR SE AT & - T, B S i R
B LEHIBREEAET 5 L WMl EEIKR 4 ICH |
WAL BATW EAGTILEANETHAH. L
LBEILIKARATEICHEEERFITLES DI,
REP- 1M D S ST UHPWEL BT H720T
Hi9.

5. CHM Bz FERET L

REP-1 i f& ¥ K 8 = 7 & #%van den Hurk & "'|Z
Lo THERINLREP- 1 BIEFHARMLIF 2 T8
(X', Y)BIUZFofto 1 (X',X) T, o2 Ex
Aohz. ZoZkid, 204 7L I 7OKEREEDWH
FRAHIRE S0 P R HE R {0 38 b e 25500 5 & DSt e 8 A
AENLIEEFEHLEWTHA). FATHEILER
TR IEA T G OMEL, BB E T 2RO,
ThbE X, YR X, X) %8 T 2w, BHIEAMEA
LERTYNVIZRBENEDT, w7 AI2H51F75 REP-
BIEZTFRBE, BEALEELZHEIIHRS THIMWT
HAH. vy ATIE,REP-1 BIETFOEBEIS, A 7T >
T4 Y TS EN)BNEETFVGHLO L. E PO

294 FL 37 - KEM 779

BElbrEu/OMEFEFRYATNLELIZD
5. X Ret RGP FAR T, LIXLISHEDY A 5
oI e EMldDHLOHb M.

VI # i

au A4 7L I TR 2 R TH D IR &

BIZOHGEIE ol EREh, MEF AL H,IE T

NETICARMINTELBEOT L — 27 AN —id, KX

WA T REP-1 A S, AT L IZERH L LRI S

Pl b THDH. INEEBE LT, MBS

MR T L IRIE L OB, 2 6237 B % ih#HE

W2 &) LT L 2R L 2.

REP-1 #i{zFOMFEE LTz wn K B R RS
R R # S O AR 4 4 & NI A R L F
7.
LR E R (JEAENTZE B 09470383) O #lih & 1) 7.
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