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Rh (Rhesus) &ME 7 7 3V — 3R ILERZ ML
EiziE 5, Rh30 (RhD K OYRhCE) HHE &
Rh 30 (248 T i W AH R 1 % 7 37 Rh 50 B 2 F1VE
NohbEEZLNTWA., FELMIZIZ, Rh I
I A5 78 13 1939 4E 12 Levine & Stetson” 12 & -
THOTHRE SN, Ok, MiEFENFZEEHE
WZiEA, BAE F IR 50 HiE O Rh ME R A5 A
SN T w5, 1982 4F 12 Moore 52} OF Gahm-
berg” 12 & - T Rh ML I & ARAR 2355 F 2 32,000
DEAETH LT EHMLN, Ihae o T4&
W TH: % VT, Z oSN Bz TS
TRZEDHKE RN AT b b Z L2 o7z, FORK:
1990 LTSV ADTN—T"EALFY ZAD T
JV— 712 X ) RheE cDNA HEDSHis S b 7
&, B £ oWie#E I & D EEfll 2 Rh &1fx
FORYVENLNT 4 ZLDBERERE ENTE .
Peo T DREBIZBWTIZ, 1982 4ED Moore 5
DG S 4 H F TO Rh ML K OB H08E & 1
H, HFIZ Rh50 MR A D5 L NIV TOffHT %
HULZIRR, SHOMZEH S &0 TERT 5.
RhZHE 7 7 2 J— (Rh protein family)

1. Rh30ERE

Rh I %N Rh 30 & LI L, D Ui
HAED A 2 ;ofk%<Rw(mm)kRH
(RhCE) @ 225 bR, ZD5BIC
¥ Rh #fzF (D #fz+, CE#EfE+F) 75‘@5'5‘1
LTWwa. L IEICHAET 5 3 B O IE
(C/c,D/d,E/e) ®i37, T FE s Rh Hulitk

D, LIZIEEAERMBUEML 2R S 20
Rhnull ® Rhmod % EHAFAEL, Fikd & 9 124
50 fEFH O Rh MEAIAAFAE L TV B

Rh30 & H1'E (RhD &K, RhCE%EI ) 1
A7 HOT I EERIENSKD, 5T 46,000 O
HEHETH S (Fig 1). WO THARMEDE <,
SDS- KU T ZINTIA FFEVIIBWTIE, 4
T3 30,000~32,000 DEHE L LTINS,
L OBEAE LR ) BEFIE LY, U VR
LD AAAE L 2 WY, RhD B IS AF »—0
43 v—7a1) v (CLP)EF—7OFMEICLDY,
2HHTYAF 2L TT Y ML SRR
##bH, RhCERHETIX 3 #FT7 ¥ MLHRIE
BAERATE". TIJBEINOI V2 —5—
fifEdT S OSER FVR LA I ZEC K D, N K J OF C
R33N BN AEAE L, 12 8 o0 [ 8 7
(NY w7 AREE) R H, A4 VEHEFEICEDS
JRARVE S FBL L o 2 R0 2 L AR S T
W55, Rh50 BAE 2R E, b & A & OMIE
IR SN Tw v, RhD & & RhCE &EHE
EORICIZ 3B M7 IV BOHEIED LNT
WBDS, WO TEWHEMYE (84%) Z/R$. Wbt
BRI 7o 77— L > TH R A
52l LLAPEEENT 5. HEOL
Z %, Rh30 & I3 MERRANE (K 562 Mg b
&) ICOARREDLNTEY, v hoidh, TV
TRF NIV EORREFY, E512IEvY
AR T Y O Rh 30 HAEOWIE S #EITHTH
597,
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Fig.1 Membrane topology of the Rh 30 proteins. The 35 positions in open circles cor-
respond to substitutions differentiating polypeptide RhD from RhcE. Letters in

open circles correspond to amino acids observed in RhD protein. The approximate

limits of externally exposed loops are : loop 1, amino acids (aa) 31—44 ; loop 2, aa
102—113 ; loop 3, aa 154—175 ; loop 4, aa 226—240 ; loop 5, aa 283—287 ; loop 6, aa
349—358 ; black bars, limits ot the exons ; black zig zag line, palmitate linked to
the cysteine (CLP motif) ; gray zig zag line, palmitate linked only to RHCE-
encoded proteins ; 3 position 103 is determinant for the expression of antigens C, ¢

and G ; 3 s position 226 is determinant for the expression of antigens E and ™.
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1992 A FNVAD TNV =TIk, e VE/ X
AR 70— F VD U % o 7 50 T
W& D RIMEREEA S Rh30 EAE E &I LN
% Rh 50 BE8E 1 @ cDNA #EAHiE? S h, i
TG VADTNV—FIZLED, Rh30EHAE DI
BUZIEL B b o TWwaA Z EAHREY /2. Rh50
PEREEIZ 409 MO T I JBI VY 37FHD
TANGFVREICBIT AHEHORZICL ) 45T
1 45000~100,000 & )A#PHIC 721, peptide-
N-glycanase F |2 & 2 {HALIZ & - TH 1= 30,000
DOW—)NY FELTSDS-KRYT727) V7 3IF
v EIcEl S A, Rh30 HEVEREE, Rh50
PERERAEIERVBURYEZ RA L, NEmKLDC
K R N AEAE L, 12 18 o0 5o b A %
Fio T3 (Fig.2). Rh50 BEEHEIZ5 MDY A
FUBREEZFONCLP EF— 72 FHLTT VL
ALREIIMR IZIEE LT, X, Y Y ERAEERZ B
FAEL T, Rh50 B & Rh30 HEHE
1% 36% &, HFEPER D OB 5202 U&EH

asn-37

cys-286
glu-34 ﬂ cys-237,
M) A
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Fig. 2 Schematic representation of the membrane to-
pology of the Rh 50 glycoprotein. The predicted gly-
cosylation (Asn-37) is shown. The S. aureus V 8 pro-
tease (Glu-34) and trypsin (Lys-196, Arg-323, and
Lys-384) cleavage sites are also shown. Two (Cys-
237, Cys-286) of five cysteines are on extracellular
loops'”.

H773)—IZBLTwA. Rh50BEHEHAKHIZ~
JAE/ 7 —FVHAAR2D 1012 & ) Rhnull U
+RIMER B ICAAAE S % 2% Rhnull U — R ILER 112



RIS MRS 45468 175

BAEAE L2\ 2 &2 5 Rh50 B & F1VE o S8 BLIC
Rh30 EHEIZEEMG LTwiw?, 7u X1
2K BARIMEROMEIE, PEHOMA LT I/
BRI 2 YU L, S s D Bifko SO o3z 51
ESRIFTEVIHELH LY. Rh30&EHZL L Rh
50 Bl FVEIARIMEREE IC, ZhZh 2 @05k
54wk UCTHET S L0 S, N RmERAL
ZFBHLTHIIKS LD TWBEEINTWSY,
INBIZDW TS B OFEM B IIE A - 5.
PSR O BEE D £ 6 T, Rh 50 $E & 12 @ Rh PrlsE:
OB NIEEN 2S5 OFHEIZOWTIEF
WL TIE %R, ReS0MEHED 1HFHES
FHICBT B BEETM O Y & —12BW»T 2 H
DT I WEFEIE (Glu-13, Glu-146) DOFFFEDEE
H 5N, FEEICRh30 EHEICE W T Glu2l,
Glu-146 DFAENBD HNTWVDL, TDOILH, 2
DOEHEDGA + VEBICHG L Twb EEZ
S5 )—DDBHTHBY.
RhEREBE77IU—-0DyO-=27
19904 7 9 Y A ® 7 )V — 712 X Y Rh30
¢DNAs ®—>T& 5 RhcE cDNA 7%, & b D54l
cDNA 94 75— X HgEsh, ZOREEHK
(1251 bp) 23fE S h7z?. L Z o#EfE I3k
1p343p36l LICHAET S I LAMHRI N
7200 TN OB L o THEAMEE AT
HEMAEIIHBO Rh50 EERHE LR EAAEL R
WZEAHB L. X512, A DR M
ZFBIET, BIEOF, HEL % K 562 Mz &
IRHEHCRHNENC DALEAET 5 2 L SRR E 7z,
Z D% RhD cDNA HYHLEE S 1L, &5 D 965%
7S RhcE ¢cDNA & [l — OB 5720, b$Fh 41
OB OENDBD LN, 73 /EICL T35
TDENDPEDSENDLDHRTH - 729, 1992
A FY 2D FZ NV —TI2X ), Rh50 cDNA 7%
L FOERcDNA 54750 — &) HEksh,
409 DT I VL D %) Rh50 HE&RHE & #1f)
o5z, Rh50 Bis i3 gtk 6 pl1l-p 211
Fi2h 5 Z s S, Rh #mTHMIZ X - T
ESENBEAETIEZ VAR U RhEHRE 7 7 3
)—EZ 5N TWA?, Rh30 &EFAE Rh
50 mRNA (ZHRFEFRMILIC D AGFAET 5 Z & D3

Rane.
Rh EEFDIEE

Rh# =T 1%, & bYetafk 1 p34-p 36 LIZfiiE
L, RIMIKEOFHEZRELL T2 41 EHED
RABNC & o THI &k SN 5 BRI I ERE O 8 Az
FIEAZ I L T A, southern blot (2 & 5 3&
{EFDOMHICEL 5T b Rh+ X 2FHEOHEMLL
72 & 1% ¥ (RHD & RHCE) % 5 7%V, Rh—iZ
RhCE #&fz 17213 %4/ L, RhD BT Ox L EE
TaFoTuiwv, dIRPROT R0 o72
DFZDHTH5H. RhD EEFIZD HEAH %,
RhCE #fx11& CcEe &BAE 21D 3. Bl
ZD2ODBIET-ETFT NI ZITANS N
TW32¥, 3O0BETETIVHRF E LTl
ENTHYY, ERE (Frry—)IlBnTix
SODBETVHERINTVWEY, U, F—A T
)7 A® CCee Rh BIDHIZIL, Wb 5 RhD &
2T OKE L 72 A\, RhD s T- OG5 HKIE L 72
NRIEW 723G % RhD s F 2o AR L
LR SN TV BHY, RhCE @5 T 0 FEM 7 i 7%
AW 7225, 75kb @ DNA 225 7%, 10 o2
VMBS TWA, RhD #1510 #3021 i
LR, 4FHDA ¥ b a v i2BIF 5 600 bp
DRIEx P&, RhCE #in T L HM L 7-Hik %
o Tw Y, 283 ® mRNA (15kb, 3.0-35
kb) BFEAE L, 12D DmRNA DT 4V 7+ — 4,
BIZIET 7V v TORBRLI YV 7~9 DRI
e, RO, TEY,CEmRNA IZBWTH
BT AV T4 —=2DBROhoTnEYY, —J,
ZNOICHYTIHEAER T AERAEEIN TV
. Rh50 BEEAE O #EE TS b FRNE A 72
A%, Yt R 6 p 11-p 21.1 L ICfZi&E L, Rh 30 &5 T
O THEM Lz v /4 v ba Uik % FF
5, 10OV v HbhoTwh, &5, Rh
50 & {2+ 1 5' region 12 3 \» T RhD % RhCE &
fEFOMBICRON o7z TATAKRY 7 X %
FoTwa®, —J, ¥4 ZRLBEmEH S X <M
TWwbZEHH, Rh50#EET & Rh30&fET 1
O E RO Z EE S, Hlx OYfuik
WCHAARTND Z LI L 5 T2 20EDEIZET
AN DA L) holzbEZLNTWDS.,
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RhD - positive haplotypes

Fig. 3 Normal Rh haplotype, and structure and arrangement of RhD-negative and
RhCE varient haplotypes. Solid boxes represent RhD exons and open boxes repre-

sent RHCE exons. Straight line shows total deletion of RHD*".

Rh BIEFDRVEINT 4 XL
MR T & 0 37 S 7249 50 ik Rh
MEENIE 4 H £ TIZF DR FR/IEFH LN
MZBWTH SN > TWwWBY, 2% ) Rhi#
RSB 5@ n T OMIE 2, Rhi#EzT7 5
T AV MO NA Ty FEETORELR E
Lo THHMESL X H12hoTHA. EFERE
N Rh+® i {5 T, B 2 £ Dce, DcE, DCe, DCE
7 &3 RhD i#f5F & RhCE #f5F257% Y, Rh
— OiEfET (dee, deE, dCe, dCE) & RhD &5 T-
RIEWZL D& 2N S (Fig.3). —J, e b
Rh—® 47 /7 A28 W T, RhD # {57 X 1% RhD
BIRTFT7IT7 AV MPEETHIE D ROPH5T
W5, Bz, (Ce)ce® BI®IZHBWTIX, RhD #ix
FTOXr v 3~TETTHRIELTEBY, IEHEZRE

R HEE IR TH 5% (Ce) Ce BI¥ DffrER L
&, W53 5 RhCEBIETICE> TEEIHEZ S
NTVWBLZEDHETRTES. DD (Ce) CellB
WTIZ RhD BIEFDOT7 Y ¥ 2~9 T THARIET
%5 RhCE @z Ick o THEEEZ N, CKhUe
PUE % FD RhD-Ce-D N4 7 v Kb b &%
Z 5N TWwA, RhD BIZTIZB VT 1 OO
WS T L =LY 7 M EEESETIEICEY
D-%#5l&#&E L, W52 IZRD #fzFZ2H>D
- DBIPFEEL TW B, weak D Bl g =W 7%
DHIEEBROE)ENLT 4 XL THY, weak D
BEa— R BEETOSNICEY, EHZEE
T %FoH, RhD mRNA OZFBIFFE L LIRS
NTBVEELNVTORBEEZZ SN TW
%%, CEBETORBIZAART VT RAMIC
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FhcHA SN, CcEe MUE DL KBRS I
KRIEEFIERITENELS, BI2E, D - %
D——13£&T® CcEe HUi %KX, Dc—, DC"— %
DV(C) — X E/e fUHDOAZRNT WS, E5HIZIE
7% RhCE #IZ T2 F212d 2245 b 53 RhCE
BAR T OFEBUZ B TRA O PRI BEHE A3 7245
BoEmELTELZSNTWASD- - D" (C)
~DHbH. TNLHO CE a1 0% 2 cldi
(EFHEELHOLPIC R oTWAE, TR E
LT RhD EET DTV D 5~9 BDOKETD
LY ZRIHIET 5 RhCE #{EF DRI L
PN 5. CcEe HURDFIAKIEL, D HUHED%E
BAMIEENEDIZZ D0 THA. LIHT RhCE
BIETHRELTWDEEZ5NZZD- —IZBW
TdH, KRIEEBALIZBIFE RhD Mz FTHEEBZ SN
TWwWhbEEZLNTWA, D+ + (AT) 1Z RhCE
HARFENLIZ BT RhCE-D-CE D A 71 » K
WGz F5b, s Sz DPURMEZFES, FHERC
7212 Evans PLJE 2 #5 o TW 5%, Evans JU )5
DTV Y6LCELY Y YTDORAIMIC
BU A BBEIICE > Tl & REBENL EE
#INTWs, PloD: - (Dav) IZBWTIED
IV Y1~6 CELZ VY 7~10 LR &9
5Lkl ERINDT. oD -
(HD) 3 RhCE-D-CENA 7V vy Kb bl &
AHEENTWDE®, De— (Bol)  DCY— (AM)
LINA TNy FPS 7YY L Leds, fif
T D HUEAH C/c R E/e HUR & ) Sy FE A5
OMFEZHPIL T, K562 M & RhD
cDNADEBRFEZ I AT ¥ —2HWVWTOD
ffied DT N~ T OFB NI O FEER 2B
AT TH B, RhCE 1251 525 5 A (RY, Ro™,
% EY, VS, C5 CY) b #faT L~V CTOMN 9T 7%
b, CE-D-CE D) 4 7)) v FH#ik < point mu-
tation 2 EN D LR BT EDVRWHLNITH > T W
5%,
30 EEADIER—T

D U, EBMPUR A R0 6 fliOh 7 T
) —RIfiEk (D"~D") L4 <Dk B 7 u—F
VB D ik x Fh w72 g mmrseic L v, 9o
DY +—7 (epD1~epD9) PHELETH I &AT

5

HHLTWEY, X, #H LG D PRz R
DFR, HMi, HMii, DBT % Ro™ »* 2 # b, DL
FUIBAA MO D ¥ b—TFPHEHET L &
MBS 5T BY, RhD &EFAE I 6 oM
JAEA NV —7 X ) 22 1) Fig 4 l2R$T X518, v—
72342 LT6ADHFICHEGLTEBY, =¥
F—=TFDWLOPIE 12DV —F FIZHEREL,
NIZ22o0IE32ON—F LT I EEEREE D
FELTWwb, —HINSoSM D Rz Fo
filfz (D", D™, D™, D™, D', D", D", D", D", DFR
DBT, D™ DNU) @ iifnFH i b T & 7z 4
B, INSOMBOIFE A LD, DICBUT AE/N
® point mutation 2> 5 DV IZBIF LA 3D
DI/ YV YV4~6DCEILZ Y VICX DB &R
2L oTHELSDCED N 7))y FORKIZ L
LHDERFTHALZ EPHMESIN TS, Rh
30 A E 13 Rh BRI E L EAEKREZ T L T
WHEEZLNRTWAI ERS, DHFIZIRS
DEHE LD A X EDZER I NG ITNE RO %
W
Rh RISFEAERE

4 Rh PUEOKIE L 727815k (Rhnull ) 121
214 % Y, amorph & regulator B2 H
%. amorph #i% Rh i {5 T- FEAL 12 B W T silent
BRSIERREESICL o THIERI SN,
regulator %13 Rh i {2 T BEAL IS AL L 70 W AR e
R DOWHIEET (XOr) BBFEHEEGITL > THI &
BENEY, X, b Ry PUEIHRETE Bk
MEk (Rhmod ) & & 2 #fil#EET (X9 12X -
THEIEI N TWwE, Zhs 3SFEEOEOWT )
ORIMERE FFO & ML, FIERMEEMEE k2
Mm#ExRL, BRRRMEIEDOBZETH S, BHEONR
MERBEIIZEEDOWINC L > T2 hRed L, B
A F Y OFEBENBIML TWABE?, X, ATPase
WEPEOR, ek, BEARY o R ms)
Z L CRh B AE &I 2 & -
(Rh 50, LW, CD 47, GPB, Duffy) ® /K% &A%
HBANTWEY, 2 ofEEAYE O RED
5, Rh30EAEIZ NS OMEEAE L HANKE
B S % 2 &2 X 0, Rh UG M2 fEH LAY 72
B2 RDLTEEZZIONTVS, LALEDDS,
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Rh50 1] 2] 3] 4] 5] 6f 7] 8

9] 10} 11} 12

Y
NH2(1)
EE COOH(107)

Rhnull (reg.) 1

NH2(1)-J

J U

\COOH (409)

Deletion and substitution
CCTC — GA
Frameshift: Tyr51
Preterm: lle 107

Rhnull (reg.) 1] 2| 3| 4| 5| 6] 7| 8

Deletion: exon 7
9] 10 Frameshift: Val 316
Preterm: lle 351

NH2(1)J

\ COOH(351)

Rhmod 1| 2] 3] 4| 5] 6] 7

@

9| 10 11
G836A

Missense mutation
2 G236A or

-

NH2(1)J Ser79Asn

\ \V, K
GI2756L N\ COOH(409)

Fig.4 Rh 50 mutations associated with the regulator Rhnull and Rhmod phenotypes.
“Y"” indicates the N-glycan at position 37. The respective gene defects, including

their location, nature, and consequence, are briefly described on the right side of

each diagram. “Preterm” refers to premature chain termination®.

Rh50 fEEHE L B E, MoREAE S EEWIC
Rh v AFAICHG LTWA EWV)HIIZF 2R
Do T 7\, Rh RIEIE & S8 RYEERIRAR LBk AE
DM DEERE AP OV T, FRENT
OHEHEAITRNT L E2 5N Tw5. Bz,
S RPEBRRAR MBRAE O AR MERIXIEFH % Rh 30 & H
AR oM RERE 72b KB LTEY, Rh K
ETIE, 72b RIEWICHEET Y. DEn X9
\Z, Rh 30 & 1’4 %> Rh 50 H & 18 O 4= W 5= 1 4%
BRI T I NS DIFFERIZ E 72U F - 721 EHh
NTH5.

31

Rh 50 BIEZFIC & % Rh 30 EEE HBEOHIH

southern blot 747 12 & ¥, Rhnull regulator %!
i amorph Bl v MiZBWTIX, ANEM 7% Rh
BIETPEET LI EPBHLA L %D, amorph
BTIE RhD BIZFARETHZE @D SN T
W59 RhifizGWE cDNAPCRIZE o TESHIC
EWGENPELSNS Z Eh 5, RiEtLEET
LARVTIE RS, BEHELANLVTES TWa™,
7€ - T Rhnull #13 Rh #1R 7 OWRE 2 ZH T 5
RO RIBICL > THIERI I NS, 1996
EIZT7 IV AD TV —T1F, Rh30HHEXKEE
§l & 29 Rh = FH#IMHEF & LT Rh50 @iz
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Fig.5 Proposed position of D epitopes relative to ex-

tracellular loops of RhD polypeptide. Thirty RhD
epitopes are shown. Some epitopes are contained

within one extracelluler loop, whereas others re-

quire interactions between loops"’ .

TOBE 252 L7, X, Rh50 B&EAE X
MRS BT Rh 30 HIAH & AR EZIED, Rh
50 R E ORI RhPUEORIEZ 5] S8 2
L, b Rh B#pE R TVE L IIARBEMIC R L5 L
ZzbhTwh, #l21E, GPB, LW, Duffy i3 Rh
PUROZBICES-E3, CD 47 i~ oM fF
L, Rh #HER~OEHZYEYS X D 1X Rh RIED
MRPIEREI SN CDATORBEEZONT
WBYY it 5T, Rh50 #4FE1d Rh 30 HEAH
DORBEELIED-> TS, FigbllAoh bk
912, Rh50#ET-OMFHTIC L Y, Rhnull regula-
tor 1 & Rhmod BZBWTIE, B4 BB/ 5
N, FIWTIE Rh30 EHERBICHE OIS
EEZBNTWAS. 213, Rhnull regulator %112
BWT, =7V 708B<, Val316 UtEo 7
L=y 7 BRI Y, AEek BlLEOT I/
Wik A5 7 % Rub0MEE B % £ L 5. Rh
30 EHER RhBIHED CDAT iR E % 2 — F
95 mRNA [ZIZRFIER S Twiwn, fllicd,
4O, 154-157 % H o CCTC 25 GA Tt &
EbO, 7L—AT 7 bEBIEEIL, DT D107
o7 I 7 BEEEN» S5 Rh50ZRAEZ 4 L
%. X, Rh30 &F'E, LW, CD 47 ® mRNA Off
TEEPCRICK o THERRIN R A 120 22 b B T,

Rh50 mRNA OfFFE L 2wy — A W ST
W 5%, Rhmod #1281} % Rh 50 #1510 R

7

X 22007 —=ANHEINTEY, KiZ1fo7
I BoRY, DF ) Ser79 Asn, X1 Gly 279
Glu BENZENHEE N TV A, Z® point mu-
tation ANED L H 2L T, Rh30 EHAEDIEHIC
BE5 L TWARPEAHTH .
RhZEHE 773V —DFHE

19934 =2 —3F =2 D7V —7I2X 5T Rh 30
FEHEORBUIHE T 2 RO OHE D % Shiz™.
W13 PBC12B1PL X 27 ¥ — 12 & - TRhD
cDNA %{ifi A L 72 COS-1 fllfid 2 i \v»C RhD &K
B o3P % R A, flow cytometry 12 & H RhD #t
JEZHET B HEEYFFORY) ya—F v
Rh 30 Hifk & F v 72 50 Lk 12 &L ) RhD & A
HOFEZT) HETHRTWS, ZOKH RhD
FEHEOMBBNGEAEIRE SN228, BERIZH
'} % RhD JUEIZFAD ST, o7 7 7 % —, i
ZIXRhB0MEEHEOMG2E 2 5N Twb. Rh
30 MHE A RIMERBMIBIIF R TH D Z &
5, K562 Mgz w2 AT b Twa. i
1 K 562 M HAR2S 3 CTIC Rh30 & H & & Rh
50 BEEREHE 2o 2 & 2 LY, K562 Mifh
Rh&EHE 7 7 3 ) — OFBUTE Y ML T 2w
ZEERLTWA. —J, 1996 FEI2A FY ADT
W—FIZED, L eI VARY ¥ —(2XoT,
RhD ¢DNA ¥ OF RhcE ¢cDNA % & h & 1 K 562
MNBICHEAL, 4O RhFUEZHEBEEL L
I LT 5%, RIMERDAL O/ %2 FvwTo
Rh30 EFIEDFMERII T ZHEI L T v
LM, RhBEEEHEOMGIEZONLTY
5. RhS0OMRERHBEOEHA D =2 -3 -7 D7
V—TI12&D, LIaA VARSI Z—|2LoT
Rh 50 i = 743 A S 7z COS-1 Mg & <7 &
€/ 7 v —F VPt Rh 50 ifk (2D 10) & v C1T
b, Rh50 PURDFEIHAFTD 5 1727, Rh 50
BB B O 5B 13 Rh 30 & EHE J OMMibod Rh [
WHEEEIIES LhnwEEzONE., Tl
13 Rhnull U 7R MLER F1213 Rh 50 & BB 3 AEAE T
5%, Rh30 BEHEIIFAELEVWI L b HED
5N 5. Rh30 &EHEORMERSR LSO MK
B AEBICE LT, Rh50EiZTHIFALZ
&% oM (COS-1 M, CHO Mifa%:) BT
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1990 4F |2 RheE AR FHE 25 S Tk
BAEETIZE L OMRERIZL - T, K50 fHED
RhiEETFDITE A EDREEDH S 22T > T
b, LLeds, HfEo L 25, SE&IFEHET
& 20 TBIZFNTEN V72D, 1B S
THEEIKIRE LTAYITHH25, € bTr /A
et 7y =7 b ofEREIE Rh BIZ AL X )
PRI M R 2 L2 b, HTE
O Rh BIZTFHEE OB ENLEL b0 d Lk
V. Rh BUBRF OFE % 2 AW BT B AAE DA
R, RIMEKARUSNAOMNBIZ B 1) 5 Rh B@E(ETF D
A EoWmEbEVIFRIT bR b0 L b
N5, F7Z2RKFROSE L LT, Rh30 EHE LD
Rh BAHAE & 1 O 3G L BRAEDS D 1), FEMN 22 R
IR ERL OB ZLELTETHAS. Bz
1E, D HUE DM C/c R E/e PUEICHARLID
TIEEVEATR O 7 EF ) REMAH 25, 2
Ny 51213, Mgk 2417 % Rh 30 DF
M7z 4 K& =¥ b — 7 mapping KD 51
5. X, Rh30 & EORIUIIRAMOEAE DR
5%%2%%,%t&Rh@A%%ﬁ®%%%%

Bl oTHRSL., TNOHOHPHLNIIHR DI
nTRh77:U~§E L DOFETE %%%L&éf
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