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Rh Mg D $i)s, 3% H Rh, (D) DD
BECD BEom@Ez g 2 &, 2~5 7 AUN
IZBBXE 8% ODBAVILD Yilkzx LT 5.
Westphal”l2 X % &, DBEMOEZIZD BEEoIl
WA L ChiRZ LT 2 A2 % 50% LK
ET B E, MOMERIZ BT BHUREED Y 22
1 K50%, c¢205%, E169%, k 15%, e0.5%,
Fy*023%, C011%, Jk*007% (2% b & w9 . 2
D X 912 D PuEIEeEEYE (antigenicity) 23IEH
IZHWZ s, HARANTIHEMEEIZ05% 127
Xy, W OIMFIZIE ABO ML A % 51~
LEHIZTOMBEILHETH > THREL TV,

A, P D MEACH e A b €/ 27—+
VAP ENS XA ko722 &5, DR
D& F T HERM (variant) S S Tw 5.
AR TN ECBWTINSLZED X H IZH
DAL L VDD E R THIZ,

AT D5 HEWFIINZEICE D, Rh 7 287 1
30~32kDa ® Rh K1Y X7 F F (Rh 30 polypep-
tide) & 40~100kDa ®## % >~ 78 7 (Rh 50 gly-
coprotein) 5% 5T L E, £ L DMANIES
noo%H %%, Rh 30 polypeptide D &E{x 1L D
PUHZa—FLCTwWARHD & CE$ifiza—F
L Cw% RHCE ®DIFFIZE P2 00 HEET
oY, Yeffk1p343~p36.13 ICFFEL, 10
DIV VIZIDEEEINTWE (K1), 202
DDBIETVRERTHD ECEDKRY XRTF K
FENEFNANTEOT I JHBH 52, ARIMEKE
ZLR2EAE@BLTYWS. DEEo ML, EH,

RHD & RHCE DWj#{z 1% & > T\W5%7%%, RHD
%/K &, RHCE DADFEHER b & DML
7% (X 2). Rh30polypeptide Bk ¥ > /37 TH
% Rh 50 glycoprotein # 2 — F 94 % # 1z T b
RHD-RHCE #fzT- & I PTn5. 1007 Y
UL EN, 409HOT I VB LhDLY v
N2 %A= K5, 20 87 LRk 12
HEELTWA, 7275, ZoBEEFEek6p
11~p 2L1 IZAEES 5. RIMEREEICIE, 245 Rh
50 glycoprotein & Rh 30 polypeptide, & 512 CD
47, LW glycoprotein, GPB glycoprotein 7% & A% #
EREERLTHEEL TS EEZLNRTY
529,

D YUK OBEIZHAN 85%, BN 92%, £ Tu
A FTI299% LLETH A, DHHOEBA (phe-
notype) KX 5D TEX L. IEH %D,
elevated D, partial D, weak D (D"), partial weak
DTh5.

Elevated D (X IE & LBk & O PLE = A% 1L ER
DT LTHb. 122, D-—-0PEEIZ
110,000~200,000 T, #HF D D BPEMERO BB &
Z10fTH 5.

Partial D

RHD 12 & 0 AR 2N 5 D PG L AR i R %
12 HE@ELTW52% Mt Twes 6200 F
A YTHRDVMERLHEGTHEEZ LN TV S.
COFMMICIEE K ORI IERE (Y
F—7) PEAET S, PartialD TIZZHLYE b —
TO—EERNTWE., ZD7D, IEHED D Hu
EEMICR RS BDIIE > TS, #BfaT LA
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Fig.1 The Rh family from genes to mRNAs to proteins. Top . The 10 exons of the
RHD, RHCE, and RH 50 genes are depicted. The linkage order and physical orien-
tation of RHD and RHCE are arbitrary. The organization of RH 50 is tentative.
(A), designates the poly (A) tail of mRNAs. Each protein is predicted to pass the
plasma membrane 12 times. In RhD, the 35 amino acid positions that differ from
those of RhCE are denoted by open circles. In RhCE, the location of C/c and E/e
polymorphisms in the 2 nd and 4 th extracellular loops is indicated. In both RhD and
RhCE, potential palmitoylation sites at the inner leaflet of the lipid bilayer are indi-
cated by slanted curves. “Y”denotes the single complex N-glycan on Rh 50 protein.
Bottom . A model for the Rh complex in which Rh 30 and Rh 50 interact to form a
core and make contact with other integral membrane proteins, ie, CD 47, LW, and
GPB. “ ? "indicates unknown membrane or cytoskeleton components that might be
linked with the Rh complex. (Huang et al. Current Opinion in Hematology, 4 : 94—
103, 1997)

Tl& 2 RHD & RHCE #{n ¥ OF#fik (rear-
rangement), 7 H RHD #E{x T %% RHCE &
fmrICiEf S /- ) (VI DFR, DBT), RHCE
HA T2 RHD #n TICEHR SN D54 (Rh™)
&, single point mutation (2 & V) #2534 (11, VIL
DNU, HMi) ##iEshTwa (X 2)%7.

Partial D O#FZEI%, FEHYIZIE, D BEE o
WHDHAEE D > TVRDEHD0N5E T LD LI
¥ 572. Wiener 53 D, 3% b H Rh, DF5PUER
% Rh* Rh® Rh", Rh"” (Z1 €N d L D Rh13, Rh
14,Rh 15,Rh 16 IZHi4 9 %) L@yal, bk
&R L I ER % Rhi, Rh, RhS, Rh & 2502 L 727, 1960
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Fig. 2 Schematic representation of the 10 exons of RHD and RHCE showing the lo-
cations of point mutations and exons and parts of exons in which an exchange of ge-
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netic material between the two genes appears to have occurred. []: RHD. [ :
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RHCE. Arrows show the site of a point mutation.

EMRIZAY, Tippett & Sanger” d D Bk o
D JURICOWTHIZE L, 2o oliEkz 155 VI
FTCOHTITY—IZHELZ. AT T) -1
RhTH B2, Thbd 20D %E M THikD
RHA T b T W T, Rh* Rh®, Rh", Rh”
DENDIPSEVIETOEDATF T —1ZHT
WEELZ200MBSELZLIETE RNV,

% B, Rh* Rh® RhS, Rh” & 5 9 4% 1& 1994 4
O [ B B 1l 22 X AR ML ER R PR O R B3 5
J—=F I N—F 4 TERILEEN. F/, 7T
=1 ENTWzIERkDd T TICHIB SN Tw b
A5, 1977 £ H 7 3 — VIL AN Z S hTw
HOT,HAEANLS VIIOAFITY —IZ5HSh
Tw5b.

SEAE, K% K OF 2 7 0 —F VP D PiRkA RS
ENni. Fhoox 7a—Fiifk e Tippett
& Sanger L W EHI N/ AT T —DILEk &
ORISR H 5, 1989 I DL O K b —
TELTZE =7 (ep) D175 epD5, BL
epD 6/7 ® 6 DH3 L XN/, 90 41T epD 8

%, 93 4E121 epD 9 2SI D, 94 4E1Z1E Scott” 12
XD epD6/7THE LIV DD BDIZHINS
ZEpmEEsN, HETEARLLEDITOLY
F—=THHbrLEZSNTWVWSEY, F72, Tippett
& Sanger ® 7 7 3 — A2 H, DFR,DBT,
HMi, HMii, R 72 &A% partial D M Bk & L < sy
SNTW5,

Partial D Ifil k ® phenotype i3 i3 %5 = &
F=T7HbhoTWBE 70 —Fifkz v
HZEIWZEDPETEDLY, 72k, RLITR
FTEIITHT T —D"DOINEkIZ epD4 & epD 9
ERWVWTWA, 57T —=D" & DV DEWZ
epD 4 TXHIAIDL T &b h 5.

B, W< O0? partial D Pl 134 E O EE
PUREBE L CTWAPY, 728 21E, D™ IE D" %,
DBT & Rh 32, R 12 Rh 33 & FPTT % >. D™
13 Go (a+) T, D"FXGo (a—) TH5.

KT ld partial D O BB X % 95% 23DV T,
D" O 0.015%" ~005% D & % 2 b1
TWw5., bHPETH, DV, D™ DY, DBT % &2
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Table 1 Reactivity of partial D phenotypes with monoclonal antibodies-9 and 30 epi-

tope models.

Mab | 19 [T VI | i
REG-A (p) 1 -
REG-A (i) 1
P3x249 2
BS227(p) 2

HD-7 3
UCHD4 4

_._MCAD-1 5

ISML A

HAM-A(p) 5
...BS231 3
HAMA | 5

RUM-1 /7
BRAD-3 6/7

43F10 /7

BS221 /7

B—) o/1

HMI6 6/

HM10 /7
P3X61(s) /1
MAD-2 6/7
BRAD-5 6/

AR 8

___BRAD2(i) 9
* 9

LOS-2(p)

13E10
LHMS59-19

P3X21211FI (s)
. BS227()
8D8

*This reaction pattern (P 321223 B 10) is known to be concentration-dependent, At
high concentrations psitive reactons may be obtained with DFR cells. nt : not tested.

(Scott et al. Biotest Bulletin, 5 : 459-466, 1997)

HENT WS A, partial D OB IXH 1/143,000
ERBUIRIOR & IEARIEFFITA WY, 72, Zh
LOMMbEORE R ) DY XY DY D%
Ve,

Weak D (D)

1946 £ 12 Straton™1ZIEH @ D X 1) Hilsiw A
WIiLEREZ D' & LT L7z, DI S S IChilia
LAY % W high grade & XN B 7 v—Tk,
PR & 24 2 wilow grade ® 2D 1241 b 1L
%%, High grade ® 3 ® i3 815 F K 2% Cde/cDe,
Cde/CDe 2 D X 512 C & D A" trans DAL iE
R (ENENDFIOME Gtk LIZD > Tnb) %
ELHEDORRBNGEL %% H DT, low grade D
bOIFBIZN R DD, HAD CD'%, cD'E, —AD
cD'e, ETHA.

D IEPUE I WIMERTH V), partial
D®OXHIHFICEMW G E DD B DI TR
W, BARETERELZDDOTHoT, ETFET
MHIEHZ%H DT, EX0o6D D' THbHLEEHKT S
DIFE L. RIEOYWRIT XD 1946 442 D

EHE S NT2Z  DRARDT 1986 F I IS 5
LD EHIEES NI E VY. HE TS
P, EDE/ 70—+ D Pk E VS & &
L% Db OERAIK (EE) EThitke
%5, PUREOBOE NI X % EITRIEDIIMIC
IVHERREPR LS, 22T, BITEZIOX
I % IMEk%E weak D EIMER X 9127 o 72, Weak
D OBEIZHAAN 03%, BA17% THBHY. bHs
X 0.004% T 5",

Weak D ® RHD-RHCE #{nF X IEH & RLH T
H5HH, WS HIZ RHD mRNA OIEBLOHIHI 2572
oM, EEDH B\ IEmRNA ORjERAE D 7 1
Lty YV TDUNVTORENREZ SNDL T
520,

W A5 R HE BRI X > CO AR D BRI T &
LHIFEFICTID A D L. KARSZIE I % Del
tma L7z, DEMHEEHEENIZAARADTD 10
DI EWZZDI ) BADP D E NS,

Partial weak D & partial D 7» 2 weak D @ [fil
ozt Thhb.
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Table 2 Anti-D Blood Grouping Reagents (J. Case®)

LI

VY

KU vo—FIgE

(1) High-protein (&4 F#'Z a0 IgG

1. AEFAE K VR 3l Bk 2 v 72 B i gk et
e o5,

2. &Il F 721% 35—45% iRt ER % 72 warm- A 7 A4 FiEETH1
SREEII(TETF 4 T 1) 56N 5.

3. Bk b a7 VEETHESEZ weak D(DY) 2SI T & 5.

4. FRITFIA LMk CTHEICHONS.

(2) Low-protein IgM

IgG WA LT B IO HARBEZN#MTE L. 21wz,
1gG 2S5 LT A MBRICH 3 % 5Bk LT b, F72, AT
L7233y b a— VTR MDA ETH 5.

(3) 215 4ii L 72 1gG (low-protein)

1o 50l SRR I O TR 4 T W LR I RS 1 72
BWEISEDZSH ), warm- AT 04 FETL 0 RT7TETFT 4
TFAND 5.

2. FATWHEZRML % { THAEFENIKEZ BESEL0T,
1gG AWWEAE L T A ILER D F ARG AT & 5.

3. IgM AIEIUT, FATLAZa Y ba— VT A MHAAETH 5.

4. IgMRIITBS, Pk b a7y VB X B weak D(DY) DR
HIZHE LT3,

5. IgGEEHIBE IO N, BEBH S M CHLoB &1L
FHROWHIEATE, 2Oflifs b 2.

E/7O—FIREE

1. —JE, BELZPUREANA 7)) F=<2 o niud, EH
BHIBMEFIHEON .

2. BWHMAME Y vz i TcHE SN, Fhw z, D
A TE, A9 4 FEOT EF 14 7 4 380 FWERns
FLMETHS.

E/780gM)/ R 70 (IgG) 7L > RRE

1. € 70—F )V IgM Pt D IFEELETHATA FiETH D +
MEke & < BET 5.

2. W OhD weak DKL, IgM DIl +45 7% etk % % 7%
ZTW5,

3. KV Z7u0—F NV IgGHDIFE/ 70— F VHMRTHEHKRTE 2
W partial D, weak D &¥ik b7 a7 U TRIBT .

E/70(E/70IgM+E/ 7019G) 7L > R

E 7 u—F Nk / RY) 2 a—F bk 7L v FERIEICHE X
NBFEREAETTE S,

IgGs W7 L T W % i Bk o ¥ &, B % %t 4 (spontaneous
agglutination) DJEK £ 40 5 5. Fhd Z,

1.

2.

2.
3.

IgG WA L CWw b 2oL b7 a7 ) v allrbtk 2 )
FIMERD D HIE I3 S 2.

TRTCOMIMT N, @y vz ay bu—VRE(cxL
WD RED A =N —=HSHREN TS CHEO b D) & ]
WC, PAFL7zary ba—=)v 7 A M a{TbRITE% 50,

BFRHC X DS B IMIINCRA DD 5. R Ek % v
B EE 0BT AR R ER RS D b oo, 37T,

BLAUEDAL v FarR=—arvwd¥eds LML, AT
A FEIIAT 2 o

weak D (D) I3 T & 22w,

BFAARE., 2wz AIAEICEEL2 5252 ¥bY, o
filits %2 I & ¢ 5.

BIEMIZIE, DAT FufEiEROHERICIR ) I § 5.

1.

154 1gG 2011k b > VI (hinge region) A KUGIZ & 0 15
DERTWV, Fhwwz, BRI HRT S 70T
T =YW REAE L TCwD E, FHLAVWHMIOK T2
TIENHD.

L, HOWROKMEZZZTIC T rFan—Yars
Ea;,%@@3nm§%wtmu;0ﬂ%m%@mmmﬂé
BT,

FFLD 1gG £ ) R 5.

IY =TT B IR H—TH B DT, TXTD parti-
alD %k 5 LidTER W,

TgM IEFFEMNC IgG & D REMUENS S

Yotk % & LR 28 L bk 2 T 2 200 5 vy
EGATVRVOT, (5 @R crildhaieton
AN BHZ EDVH A,

JEREAS, ok, zu—r3Ia—F—YarERIT,bL
N7z,

. W OO partial D EGT WML D 3381 X 0 B

H£55H, £/ 70—FNVIgMPkD L13Z 9 Thwv, (il
Tippett Category V)

FEAEDE 70 —F )V IgM HLD id R™ MERIZ R L%
R, ZNWA,D + & D - WHRICRALZ R .
[ CHUEICH % IgM & IgG AP EZRE SN TV D54
PRI E OBEAICL D, IgM B OISl BA T 5. B2
5, WAFBEETIERI LT,

EHRDLREELT, EH50F ) 70—FIUPikE b S L 7%
WLV =7 %D partial DA 5. HEDOE ) 7 o—FIudifk
ERAVLEZDE I BRI LIZWDT L THAH ) D, PUFHIEISHT
DA DORENHINT 5.

HARIZH(F 3 Rh, (D) HBE
H AR A AR £ > 7 — Tl s 2 ek
LTIt~ 7 — M OMADEHELIZLE D T»
L. DWROAZ Y —= v 7%, KREFFRTFI0L
Wty —THBLTWS “HiD [HKR ZHW
T, HEEHLVIETORAY VEETTH. 20
PikiZ IgGRBIE 2 7 u—F VHAKTH 5 2L

WEHI 247> CTWADTHEEETHRELES
. BRI & ERR AL R B AR O
AHEOMBEIAIEICHT 2T —F 78— T 4 D
W2k B L, ZobikiZEAP:TIE IVa, Ve, VI
LR < BT 575, 1L VI, Rh 33 & I3RS E T,
III, IVb, Va & IZIET 223550 & S Twb?,
FhWZ, %< Dpartial D # A7) —= V7 TX
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5. VI & ZNUH D partial D MRS H A L
WA THZ > TVLEHO—2 3 ZOREIZXY
AP ) == T #iToTCWbLIETHA).

A7) ==y 7 TREERLZEGEIIPD TH
HlBLORY 7 a—F Vi D k3o 2 O R
A2, WEpie M a7 YRBRJTAT )T
“Rh BBVEERMRAE" 2179 . OB TERELTR
D HNTAIL D MERRER 2179 . D AEREE
BRIP D 0@ 2> 0, TAT x24T, 3
(RiR: I13K) & LR 5. BREECAEMAIR & 445 2L
L oENRDDYE % D (Rt v & — KBk
WIEFEZD W) BEMEDN TV S), 458k
WMOEIE DL 5. LD [HIR] OB&EE
filiask) 7u—F D RFEOEN L OIS B
ZARWA IS partiall D S 2 5 b,

H 7 i R 5 A Mo A Fe il 25 [y il A 5 o0 52
B2 V&2 HAT L Cly AR A D BEH#EARIZ S D T
5. TOHIZ DHEICHT 2 AR b RSN T
Wh. 7272, WERICET A EHIE A v, R
OBAEIZIMER & TROPUULTFE A E D X H IS T
HMMCEVHEST S, F2C, UM EH
PDAEIZIEDIHI R OB, T bl
DX LR DH 5 OS5 T UE R 6w,
£ 213 Case” V2 DN T LD DTH 5.

#®IMIC (% Rh, (D) BRE
—3A—AvNICHITERA—

RO I =1y I BT ERAEEIRD L) 5%
ZITHbR TV EY, ZiED D HEHNS
PURIE D" # L BT AT ETA T4 — D
v (high avidity) IgM Bl€ / 7 g —F v Hifk % M
W5, High avidity IgM € 2 7 0 —F )Viufk &
31ZE A LD weak D S RETHEEEZRTHO
Thb. bbb, TOPEKTIEIDEME DB &
O IEH 29 weak D OILERDSBEM: & %0 5. B
B#, IAT B Tb v, Ths O ) BRI
BRI LeTv. 2L 21, £ IgM E
70— F )V Pk IiE IEH 1255 WV A cold agglutinin
reactivity > TB Y, 5B RIG 2 1K
T, FRICEEEAMEMERE HvGa, B2 52
Wb, TNWR, FFFRLBEIMERKIEEHEET, 3
HEPLOLITERIELTLLMIRETH .
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WETIE D OHEIE, ABO MEAH EIZB T
%9 BB VWOT, LD 2HHEDRIE
EHWTIT) T2 HERL TV B, Scott™ 2T -
721997 DT ¥ — MK B &, 2 OB
DR LT MR 89%, I LikdET
2[AT5> T 5B & ZAD 2%, 1 HEIORED AIX
4%, 3HELU LOREZMHL TVWDLE A5
YrlpoTwWh., 2HHEOI D RIELZMHL T
LHBAERIIBITDHMAGDLEE, 22008572
IgMAE € /7 7 °u —F VIR H353%, IgM &
IeM/IgGE/ 70 7L ¥ F31%, IgMABlE /) »
O —F VYR E 1 ZhORIE 11%, To5% &,
FEALEOBRBERTIgM BT 7 a—F Lk
BHWHLENTVS,

Partial D : D" fil¥kix epD 6/7 2 1Z LOZ K D
I b —=THRNWTBDY, Lo partial D & LK
L, DHUEEEIE 500 T &R R
72DV @ type II % type L ix HL AL EZ F
N 2500,12000 £ \). Z0720, D' OANIF
D HUEISH§ 2R IEHIT/ED 5. S0t
Z 1, epD 6/7 I3 b antigenicity D i\ T ¥
F=TEEZONL. ZhWz, D" O AIZD ik
MR Z B L CTidwid e v, DY oI &E i D
BEmEE Wb & Thb. 22T, DHEK
Hesiikia D #aMt LBy s2€/ 70—F
WHUREHWAZ LIk 5.

ZIMH O D HEITARY 7 °—F Pk
Liawv., Ky 78—+ Vi DIETHET S L
DI weak D L HIEENL. TNz, weakD
DN DBEHEOMBEZIWILT 2 &) FE T
Lol LL, D" E DB HETEXLE )
ra—F VPR EHT 528128, weak D
O BFEIZD Btk o mi & i3 2 2 &I
Btz

LH»L, 2D X9 % IgMElE ) 7 a—F Lk
EHWIZA 27 ) —= 7 Tid D" Lo partial D
Dt M DBMEOME IS D Z &Ik
5. partial D i D FEEOHIZPLD Hifkx b -
TWb D5 EDOIRENIHEE 722 Lo
5H A5 X 51T, FHNL partial D O M1
D BEko Mgz @i <& ThsrH. LirL, K
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Table 3 Comparison of antibody titers to weak D between spin-tube saline tests

using high avidity IgM monoclonal antibodies and antiglobulin tests using

polyconal reagents

(Tokyo Metropolitan Blood Center 1994)

Cells FCM (mean ch) IAT* RUM-1** WRAG** Screening
A-MM 17.3 1 0 0 0
K-43 nt 2 0 0 0
O-FS 16.9 2 0 0 0
A-YM 17.2 2 0 0 0
O-KH 214 4 0 0 0
A-KK 174 8 0 0 0
O-SR 324 16 0 2 0
0-51 nt 16 2 nt 0
A-ST 326 16 2 nt 0
S-45 nt 16 4 4 0
A-SM 29.2 16 8 4 0
A-JW 319 16 8 4 0
B-YY 433 32 8 4 0
A-NM 45.2 32 16 nt 0
0-DS 322 32 32 8 0
O-ST nt 64 16 16 0
O-YK nt 64 32 32 0
Rir 111.3 1,024 32 32 +
T 16.2 0 0 0 0

*Using Ortho polyclonal anti-D
**IgM monoclonal antibody
nt : not tested

KT D" LA O partial D OB EE X DY @ 1/10
UTFIZT&ERnwz e, £/, D" LDV Usto
partial D D ADPURZ BEET 21T T - LK
EEZOLNDLIENS, ZOX) RPukE
A7) ==V TP fibhTwb. EEE, DY DAL
partial D O BEBLOPL D YUK I X 5 A Je i i %
FREPME SN TVL01E DY, DY D& 1H1721F
THAHPY, KT DBEEOHEN S ., £
nw z, IEFITHE D partial D 235 2
E X0, BEERSICE D BEEEE R LR
THiIL 3 Afafiz s 2 & 2ELE LT 5.

RIS NMETH L. RIIEARY) 70—
FUPRTD BEM L HE S LT W72A%, high
avidity IgM #€ 7 10— F ViR & 1358 < SO
L, WEFTOHELFEDOHRERT.

Weak D : % 41T high avidity IgM ¥ & / 2
O —FVHikz i $ % & EORE F TO weak
DAL CTHELHNETELDEA ) D, K3
RS2 A —VEKRY) 70 —F VH D R

AW IAT#ETD & 2 S 7z 0 Ek % high
avidity IsM #€ / 7 0 — F VHK THAEZ 1T -
THERTH S (RFEHRT—%) . RUM-1 (BPL #)
BIXUWRAG#HoOHu DR L b, #IMliaIAT
E2DEDIFEALOMERZGEE HEL T
5.

Mkt —=IZBFAAZ ) ==V 7 Kt
¥ H—TIEE) Zra—F Pk E &GO B OR
T, IATEDAVTHREZT-> T b, it
& —TIE D" %12 U partial D H %\ iE weak
D &Ebho7-0iiE D ks 35,

b L, DMIMEkZ - C D Mo I #ms
5 EBEBIPEREEATLOTH S S H». DL
HRICE WD BEESNZLVI) MBIV ED
LZAZW, BELL, DY MEROGIEINIIEF I
FWeEEZ 5N Tn5,

High avidity IgM &I / 7 0 — F Lk TR
%7 $ weak D IR D FEME o BF 12 Hi I L C
LHEIEIZWOTHA ) H. weak D DFHVH D
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FHEENEFICHVEEZ SR TW S,
Schmidt 5% ccD'ee & % \» 1 ccD'E O Ifil g 68
KLz 45 Ao D B EH I L7225, #im L
MR O viability (AEAE3R) 1XIEH T, $LD dufk
EHEAELIZEBED ol Invitro DS
THHWV weak D B L U Del o IfiLERIZ, TN 512
U D Bk % e L 721, HIRAAERBZIT-o T
BEENBZWEWHD,
mDREI/OTY > OEE

MERASE A MRS BT AP D 7 v 7))
YOEGHBWMEFMLLHIICTEZ LN TV S,
High avidity IeM BI€ / 7 0 —F Lk 2 4
% & DY, DB XUIEEICEE weak D 23
PHEZIRTOT, TNEDORBUIK LTIl D R
ra7y) v ERGTAIEICRSL. bbAA, JH
HlE LT, B3BlAs DY DAL partial D &b o7z
LHECHIDREZa 7Y v ERGTRELE
ZHNTWAE?, 7272, T~z L9112, D"
VAL partial D O REEA S o 37 A4 JE i i i
1 2 SEBDSHE SN T WA DAT, TOWRENM:IX
EFIENEEZ SNTWA.

DED#2H1E, A=A MY TIZBVTHIR
JAXNTwWw5A. Phenotype DHENKE L R D
ARCINEZTRHAT L2 0E5013#modbb L5
THHIN, BZEILRDZTHA).

FEDH

VR, NELOREN S, K r7u—F)
PURDORIE I G PO LE2HTI LI EF LA
V. EERC 8, ABO Mg AN E R EIC B W
THTCTRAMDOZ LI 5 TWERDS, K7
O —F ik e €7 70— F VAR TIEROS S
F—UhPBREBENH) I ETHE. MEHLEIZ
REOWEZ2 B HMEL 72 ETHHT 2 LEN D
5. RS E S THB LD, DHET
B/ 7 u—FUREEZHC LG5 FobRdE
DI —T2BHT L2300 %HM-oTHBLZ L
XEETHA ).

BIZT 2 A ¥ 7OBADD HIEOEE S 1]
fFEhTwsb, BRORHD #izT-5 4 ¥ v 7k
FTTIfTbNTwh, L2 L, RH#EETIC rear-
rangement 25 > TW5 &, MiEFMWT L7

Japanese Journal of Transfusion Medicine, Vol. 45. No. 1

LBIETIAEY T TREVEVEAETLS K 7.
BRI B\ F 7255 o IS &1 & A
Y TRERTHS ).

FhWz, ERIZBWTHHARANCHELZE
70—+ VP D REOREPLENS L L BT,
M ICBNTDHEDTA NI A4 ¥ 2AERK
FTREELEZD. EHOSPIE, PUEROBRAICED
PUFIE IR 2 PR OB E RIS RSL 2 L %
WL Twa, REOMBITHMICEZ DT &
O —F VPR EREEbEE L VW E VI DL DT
7w,

BEE L A (1998 4F) 6 H, # A u CEIEHmIm
PRV, MEAAEICHT 27 —F 0 7
28— 4 T Scott 1, HE DD Y b=k
ONYRESELTHRIZZERS, DY =T
D xy FREWRELL. x1ZD A7 T —1MEk
WCEARIENY =& 1~9DFFTEDL, v
IXZ DM D @ variant & DRI/ T — v & 5
ftLEH v boThsb. 72, partial D &1
WD Hitkz AT 5O T, B D Hilkz L L %
Wi DI D variants Tldd % A%, partial D & (21
EewnZ EERREL.

RHD #Ef=TICBLTdH, RHD #EET %282 D
o7 7194 Y, IEH T%\v RHD #1nThd
& FED weak DV &, Fr L WHIAZSHE S
72 RHEETFICE LTI, 23725 oHs
il THAH .

B COBHAEHEVELOTYE R VI
72 John Case %62k, Derek S. Ford 46/, Marion L. Scott
IRV LE T,

X w

1) Westphal, R.G. : Handbook of transfusion medi-
cine. American Red Cross, Washington DC, 1996,
p. 63.

2) Cartron, J.-P. : Defining the Rh blood group anti-
gens. Biochemistry and molecular genetics. Blood
Reviews, 8 © 199—212, 1994.

3) Huang, C-H. : Molecular insights into the Rh pro-
tein family and associated antigens. Current
Opinion in Hematology, 4 : 94—103, 1997.

4) Sonneborn, H.-H. and Voak, D. eds. : A review of
50 years of the Rh blood group system. Biotest
Bulletin, 5 : 1997.

5) Tippett, P. : Sub-divisions of the Rh (D) antigen.



H A i &7 2R

6)

7)

8)

9)

10)

11)

12)

13)

14)

15)

16)
17)
18)

19)

20)

21)

H45%  fE 1%

Medical Laboratory Science, 45 : 88—93, 1988.
Tippett, P. © Rh blood group system : The D anti-
gen and high-and low-frequency Rh antigens. In
Vengelen-Tyler, V. and Pierce, S. eds. Blood
Group systems . Rh. AABB, Arlington, 1987, 25—
53.

Tippett, P. and Sanger, R. . Observation on subdi-
visions of the Rh antigen D. Vox Sang., 7 . 9—13,
1962.

Lomas, C., Tippett, P., Thompson, K.M., Melamed,
M.D. and Hughes-Jones, N.C. . Demonstration of
seven epitopes on the Rh antigen D using human
monoclonal anti-D antibodies. Vox Sang., 57 :
261—264, 1989.

Scott, M.L. : ISBT/ICSH Working Party on Blood
Grouping Reagents-Monoclonal anti-D report
1994. (unpublished)

Scott, M.L. : Rh serology-Coordination's report.
Transfusion Clinique et Biologique, 6 : 333—338,
1996.

Scott, M.L., Voak, D., Jones, JW., et al. © A model
for RhD—the relationship of 30 serologically de-
fined epitopes to predicted structure. Biotest Bul-
letin, 5 : 459—466, 1997.

Tippett, P., Lomas-Francis, C. and Wallace, M. :
The Rh antigen D : partial D antigens and associ-
ated low incidence antigens. Vox Sang., 70 :
123—131, 1996.

Daniels, GL. . Low frequency antigens associated
with Rh : markers for genetic variants. Biotest
Bulletin, 5 : 399—407, 1997.

Flegel, W.A. and Wagner, F.F. . The frequency of
Rh D protein variants in Caucasians. Transfusion
Clinique et Biologique, 3 : 3S : 10s (abstract),
1996.

van Rhenen, D.]., Thijssen, P.M.H.]J. and Over-
beeke M.A.M. . Serological characteristics of par-
tial D antigen category VI in 8 unrelated blood
donors. Vox Sang., 66 . 133—136, 1994.

KEWZFE ¢ Rh MY, Medical Technology, 22 :
538—550, 1994.

Straton, F. ! A new Rh allelomorph. Nature,
158 © 25—26, 1946.

Daniels, G. © Human Blood Groups. Blackwell Sci-
ence, Oxford, 1995, p. 278.

RAPREEN, EHEI, I &, KRR, &
NZEE, 18 BT Rh (D) BEE DU IZDWT.
AR, 23 1 215,1974.

Rouillac, C., Gane, P., Cartron, J., Le Ponnec, P.Y .,
Cartron, J.P. and Colin, Y. . Molecular basis of the
altered antigenic expression of RhD in weak D
(D*) and Rh C/e in RN phenotypes. Blood, 87 :
4853—4861, 1996.

Avent, N.D., Martin, P.G., Armstrong-Fisher, S.S.,

22)

23)

24)

25)

26)

27)

28)

29)

30)

31

32)

33)

34)

35)

19

et al. . Evidence of genetic diversity underlying
RhD—, weak D (D%), and partial D phenotypes
as determined by multiplex polymerase chain re-
action analysis of the RHD gene. Blood, 89 :
2568—2577, 1997.

Okubo, Y., Yamaguchi, H., Tomita, T. and Nagao,
N. © A D variant, Del? Transfusion, 24 . 542, 1984.
INEF G, EAEYEdR, bl g, il Rl E
JAPLD €/ 7 a—FVPROER.  Higi &6,
35 1 424—433, 1989.

H BB i A B e i BT R B & 0 H AR TR R fii
MRS T 4 75 — XIT: ik o %
B HARER RS A 2%, 1996.

Case, J. © Anti-D blood grouping reagents -
manufacturing issues. (unpublished)

Jones, J.W., Voak, D., Scott, M.L. and Sonneborn,
H.-H. : Policies for the selection of monoclonal Rh
D typing reagents. Biotest Bulletin, 5 . 485—494,
1997.

Scott, M.L. © ABO and Rh Typing . Lessons from
NEQAS 1995—97. (unpublished)

Mayne, K., Bowell, P., Woodward, T., Sibley, C.,
Lomas, C. and Tippett, P. : Rh immunization by
the partial D antigen of category D"*. Br. J.Hae-
matol, 76 - 537—539, 1990.

Okubo, Y., Yamaguchi, H., Seno, T., et al. :
Haemolytic disease of the newborn due to an anti-
D in the serum of a mother with a D™ pheno-
type. ISBT 2 nd Regional Congress (Hong
Kong) Abstract Book p. 31, 1991

Schmidt, P., Morrison, E.G. and Shohl, ]J. : The an-
tigenicity of the Rh, (D") blood factor. Blood, 20 :
196—202, 1962.

Ogasawara, K., Yabe, R. and Mazda, T. ! Del red
cells sensitized with anti-D are not phagocytosed
by monocytes. Transfusion, 28 : 603—604, 1988.
Lubenko, A., Contreras, M. and Habash, J. :
Should anti-Rh immunoglobulin be given to D
variant women? British Journal of Haematology,
72 . 429—433, 1989.

Yabe, R., Morimoto, K., Nakata, K., Takenaka, M.,
Mazda, T. and Takahashi, Y. : The effect of epi-
topes of IgG/IgM monoclonal blend anti-D re-
agents on agglutination in saline tests. ISBT 2 nd
Regional Congress (Beijing) Program & Abstract
p. 85, 1997.

Daniels, G., Green, C.A., Smart, E., Daka, A. and
Malde, R. © RHD is common in Rh D-negative Af-
ricans. Vox Sang., 74 . S 1, abstract no 1435, 1998.
Flegel, W.A., Gassner, C., Miiler, T.H., Schoitzer,
D., Schunter, F. and Wagner, F.F. . The molecu-
lar basis of weak D. Vox Sang., 74 : S 1, abstract
no 55, 1998.



