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1. It’s time to phase-in RHD genotyping for patients

with a serological weak D phenotype)

fE#: S. Gerald Sandler, Willy A. Flegel, Connie M. Westhoff
K8 Transfusion. 2015 March; 55(3): 680-689

(B PR F 2 R 73 B i 7 R % 22 559 D ABE)
WE.

2014 4, KEDRHEY 2 (CAP) KB 5HHZE e (TMRC) iiE | 3100 £ ZX =5+
&5 D RAGMFEF A Rh GEBREE (RhIG) 8I7 BB AL St . RS R B SE
[ 24 R BS99 D RAN, $h= 4154610 RhD 7 RUf@Re . £ 5szigsrh, 4155 D £H
i, KA I R BRI, R AR RND B, AR SR s o R e s s, R T
FYIA LRI RS D A, JEHERTAEME N RhD BIMEA AR, R EEGRI, &G TR RhIG

(Fi-D SIZEREE D i AR, 1 H, MiEF A RhD 77k R A A i T8, WasmidEiR
A4, REZBZ AR R E (928, A8 7 iM% %59 D LAk, Hik RhD 438445
FJ2 RhD [t A He S 5 2 B0 1 ek JE MR IR 5 N34T 55 D Al o X T-Bk i A A2 )L, Skgs
FAAPRERRFEIEAT RhD 43 BRI € MIE %55 D, JH0A0RA1)34 RhD A,

RhD 4384 H &y 7 RhD BIHERG ANBER) 1L 558 T RhD PHMEMR (LRSS D &AL =Ll
b s NG o FRAR BT AR 3 IR AT — M BT ETE IR 7T, (HRARIR AT 10 RhD /) B Sk 7 b i &%
77 I Rh S BREE A TRBT6 YT 7758, 98.4-99% A AR Db PH L RhD [ G 8 Mg A ) LIS IR « {E 25
FIMiE¥58 D REAHATER AL, 277 G BREE (A IR DB, B0 TR ML RS 2 I 0 T
i RhD BRI, ASSRAaE P L2 22 42 1

% [ 55 B2 2% 1 i ML P 2 B R L5V P4l T BIAT 1 RHD BE R A0 Y, SR AFE S0 % $u4T RHD £: A
3 AUAT ASE Ry RhD 20 U IR, SR MG 2299 D 2210 Rh S 3k (AN B, b i 5
59 D ZZ 1M A EL () RhD BV L (¥4 -

YE % CAP TMRC £ f¥[E )5, AABB Il CAP JAr T RHD [ 43 Y TAE/INH SR Al PR H 1L s 2
§9 D RAYFE RhD 43 284 rpr B3 2 i) ol BEHR (it 22 BT v ol B, B RTINS D, TAEZH VRS 7 RHD
Sy TR AR, LS 140 FIHIOGHI AR : P24 Hi-D AR Rk M55 D KA/ T HRAl L L0k,
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2. {Phasing-in RHD genotyping)
fE#%:. Willy A. Flege, MD, Susan D. Roseff, MD

KiE: Arch Pathol Lab Med. 2014 May; 138(5): 585-588

(RHD Z:H 43253 Fr BT )

BE:
B EAE BB S0 =T RHD JE A3 XSG S #EA X §i-D B R BB
fEEREATES D A, R PARIRE E 51 Rh 2 RGBSR AT A, AN REBEIL 55 D A

pmmy

Fr

IR,

5 T BN SIS R ATARAE . U0, AU RHD JEH SR R K BRI B L5
55 D RIBFERBATER A, KA L UL B TR BERE RSP . B2 B 2 8] B A AT RE 2 R
AREBBX SR, EIRE, W ERFEAT USCREERIPEME 2 RHD RRE 3 BURSS . *FT
RHD FAPEZ4 1 k7074407 RHD J BRG0P 75 ) 28 FH AT AR 22 RAN 0 2 1) G B BR B 34 it
KIED . BIHATALE, Wil B FDA fEHER Rh 23081 70 AW ilialn &, AR LA TGIUE
fEl A EERE O HIEH . X8R EH PCR-SSP #%£{ufi BAGene Weak D-TYPE Al
LIFECODES Red Cell EZ Type Weak D (GTI Diagnostics, Waukesha, WI). =i#& 74 H % &
PCR, thin BLOODchip v2.0(Progenika; Balboa, Spain) fll BioArray RHD Beadchip (Immucor;
Norcross, GA). P IX L&A vl LA TG R S8R et 473 (CLIA) i3 1) RHD JE R & 2675
M,

MR 2012 4 1 2 45 80 RHD JE ] 73 R A PR, CAP TMRC 248 T — N2 ALK &1,
AR RIEA . LT 5, M AR M TR K. AT HEE R R E 5774
g — A EER S bR, CAP Ml AABB CAMOL | LAE/NA, 37T RHD ZE [ 73 B B Bk
RIE. FAVHEES D R i i 2 1) 7 AP Fd B IR 20k, JRATTIA 17 100t i X b
HERZERE Z . FATSHF CAP TMRC A SR E o



3. {RHD genotyping for prenatal patients with a

serologic weak D phenotype)
fE#: M. Goldmana, J. Cotéa, J. Hannonb, G. Clarkeb

KiE: Transfusion Medicine Reviews 29 (2015) 276-277

(ILE 55 D 7 Hi &3 1 RHD ZF 4321
PHE:
B 2014 7, EEHI 22 (CAP) KU MLEE 7 BHIEZ Sl < (TMRC) #EFA MLIF 55 D XA (50
25— BN 77 B A AT RHD JERM R, W FRILSS D1, 55 D2 885 D3 1y, nf LURAAESE
Rh Bk H . IX C2AE A INER CBS 7 Hi2 Wii¥ 77 %t . £ Ontario H1 Nova Scotia CINEE KA 4
K H T 25 BB 75 BT D JE N 4 B R A 27 1% 1) CBS, A SCH B T Ontario A1 Nova Scotia 55 Alberta
OMERE) &F, HEEEHRBEES (CAP) [MME%EFEE R 2 (TMRC) RIERIIIFRELT
XFEE o
T WIS R IR A R 30 . %) Alberta 72 BRI S2 56 = (1145 5 (2013) 5 Ontario
A1 Nova Scotia FE [ 73 BIEHL (2014) BTG M Sandler &5 (146 SCHk o 48 4 3¢ E Fitit 75 23t
AN 7 ) 55 D1, 55 D2 A5 D3 20 R -
3. 7£ Alberta, 7£ 54211 #2147 54 4 2 ZF 5 AT RHD FER 70 845 Frfy 22 it il oy 0.1%,
5 D-ZEIAMIEL B 0.69%) ; 7F Ontario, fF 141224 % rhfg 67 5 75 B 75i% 3H7T RHD 3 [543 #
CHPTAZER LB 9 0.047%, 15 D-Z2 [ EL1h 0.33%) ; 7£ Nova Scotia, f£ 8675 74214147
44 BT EEFIEHAT RHD FEE 3 (L Pra 22ty 0.51%, &5 D-Z2E iy 3.5%) ; 65%
1) Alberta ¥4 Fl1 59%/t] Ontario F Atlantic #f4<idit £ K 7 BUIESE A 55 D1, 55 D2 855 D3
£5i: £ Nova Scotia §5 D H:[F 73 BT A LU AR THITY) , (H2TE Ontario AT 5 573 7L (B AR VA 1t
SEA 7%, Sandler S5l 0.44%% 1088 3%D-Z4 10 75 BRI D FEF 4L, Horb 8000k 23 % 5E N
55 D1. §5 D2 855 D3 i FATHIE TR, 77 EFEK AR E g D1, §5 D2 5i§5 D3 7Efx
TURE AR v f) A3 B VP T4 Saindler b v (0 TN o A5 v RE I BRAT () LI 2 7705, VR 2 REAH % e D+.
R, MEXGEEGNPZERMATRE S TR LER. ERAII T, k7 F R 4 B
FEAH VL2 Rh AR R, XSSP A RBP4 77 AT A o



4. {Low incidence of D alloimmunization among
patients with a serologic weak D phenotype after D+

transfusion)
f£#%: MH Yazer, PA Brunker, S Bakdash, AAR Tobian, DJ Triulzi

. (Transfusion) , 2016, 56 (10): 2502-2509

(ILiF %55 D RELEE DTk /s R S hifh x £ L)
PHE:
B il -SE L, BE A D IS AR SRS 244 40 N MTE 55 D R4 (5§ D). 55
D B KA D [RGB KRS FF 5 13— BRI F o AR SCIml i fff e 1 95 D g 452 D Fa
WORA: D[R A58 S B R 5
FiE: BEFEATENOFORIET 4 KEITRAL. NEEGHE A EZ D37 1 IR RhD 4381, 73R 45 FLikt
SRR AERERS . AVE BB A A R ILES D2+ (BT AL 1-3). s ST ABRE BT, KIS D
(BRI AL 40, P BT 20—k D+FEF - RBC B/ MAE. 7EBET 1 IR D+HE
30 KJE, BEEREAT T Bk,
ZER. Pi-D RAMIF R 0.15% (6/4011, TEHLI 1-3), 5.1% (3/59, fEHLI 4; Pidr 2 mHA Btk
#5: p=0.0002).
g8 B RHD B[R E J, KREHHRE B T Mg 5455 D KBS 7R R S s oL~ o] LAE
D+ILK. EEEITHAL 4 b, FHEC T HoAl 3 K7 EAr, MM NS D B3 A HLBORI LB, Bt LARE
T AR SRR R A, BUONIR S SAD N AR AR IE R L], T Re B dE 70 D, &7 D 4252 D+
Ar=EdT D R

5. {Resolving variable maternal D typing using

serology and genotyping in selected prenatal patients)
fE%: Clarke G, Hannon J, Berardi P, Barr G, Cote J, Fallis R, Alport T, Lane D, Petraszko T

JKiE: Transfusion. 2016 Dec; 56(12):2980-2985

(FE MLIE IR B B 38 F#E1T RHD EFH 72



HE.

FE: Rh GEEERE (R TR D-4EURIA LR AEHT A LR P i S R — Rk, — MO 4 Rh 4y
BREE A8 G 7 D 7 B 45 FORBEAT HIr . (HZ XS T G 755 D B4 RMHRE S E SE I ERERAE I IR L
IR A G — 1) o BB FEHESE X T M5 755 D MR AFEET RHD FPR 73 A4 o 0= K B AR 55 b0
16 4 NEMT T A M ILIE A, st 159 D BU B3 R EUE R 4 Bk 2 D 024

JrE: MG 545 R 0E 75 2T RHD R 7 B NBE, D8 70 B 2 Fh s A 1 & o ) —Fh AT
AL

S5 (UH 0.4%01) D-EE 776 5L 40 BN 4 A Horh 61%955 D1/2/3 L, 30% v H &4 D 855 D,
Forpr 11 912 AR AN BB B AR ), 17 12 D+, 4 B e 4B .

i XG55 D B BEAT HE K 73 BYAE R EE 7y £ b oa] DLRAS WA B A B R B . 7255 D1/2/3 Fl D+
A FTUAH BT Rh S sRE FRYT, IXFEA] L5 66%55 D B BTN 2% . i iz 75 AT PA
N K ZEA 2 R R SN SS D 8, A o) DLRR LR 4 B i B, BRAIRAES:, AT
TR E AP D HE R 31,

6. {Transfusion of RhD-Positive Blood in “Asia Type”
DEL Recipients)

YE3#: Shao CP.
SKYE: N Engl J Med. 2010 Feb 4; 362(5):472-3

(“ PN EL” DEL 3% Ifil & B Rh D PH 14 If %573 )

HE.

SMLAT, (3% 5 2% RNDIIL AR LM b0 R DR . I B NRhDIRIN 4l R . 7E
ZREHLIX, RhDIAYE M 354 KM 90.3%, XA oL ™ B R ] T RhDBA P M i) ffhery o SRTT, KA
30%RhDRTEAMERZ —Fhdg 44 “ WAL " DELFIRhDAZ 1K

200844, BAVAURT 10980 AL RO AL, 52 BIRL T o AOILHE . hpAingig. %
AT A [m] B 5 3t DFA5 T 20054 £ 2007 47 A= T-D I 104651 RAD [ 14 221 . 20084F FAl Tt =5 52 B ER 17
19ORND Ik % 1 F A 1R 2 P25t A o PP EARRNDI G L I B2 2 S 0 BR B 1 19 N BEHERR 9236 . A1)
JBILRh C. c. Efle#. PCRSH X RHDIEH I AcHi 2 W ADEL. FEFRA T BitEscier, 3k

AT L0445 7 A= 470-D 223 b W% A7 30%IH YDELAL . JRTM, {EiX 10441243, Jo—Bl2DELMY, &



I, 19941 AT REAEHT-DIRhDEI I 221H, Horbr, 444] (22.1%) ZDELA ik, A& IR
KIL, TGP Ei-Diuik; fEFRIAR K556 HAERIVE R A I h iR 13861 (24.5%) ks il %)
#-D-

M ADELZR L e B DHU R R AL . FRATTHORIT TR, Gl A W 7 7 VAR SEDEL AR AR R K IE &
FIRhDHLE, WA 7 AEPT-DIUAR AR . FATEU,  #57 DELAR 7R L PN TF AT LL22 2 (3% RhD
FHPEM . $RT, DELE# 598 ERhDEATEER M, K vEE> DELLLAME LiE AN 222 RhDHUR, 1
IEHRhDFH R LA M A E LT RADSLE . FRATHHE 78 rT UG A T AR VG E R LS A 77 %
M AEE, T BB > T A R, TR R kB T 24T

7. {Six years' experience performing RHD genotyping
to confirm D- red blood cell units in Germany for

preventing anti-D immunizations)

YE%: Flegel WA, von Zabern |, Wagner FF.

>KJ5: Transfusion. 2009 Mar;49(3):465-71

(P2E 6 FHHZM RHD B D FIFp SR S B H) 2 560

WE.

R WORE MG 5 0 A B I B D SR 55205, DHRERE ) ML S B R G b D-IAR
2, T L7 25 R e PR 1 4 B 88 3 43 7R 2 5 R R

J5¥E: M 2002 4 1 HE—HEEBE LG, AT T PCR SLEAEy—Fg BRI, A0 GO L3 %
S8y D-i A, o U HR R T TRk R B SR AR N LS A SR8 . FEAK T RHD 1) 4 W& T 20
AbRs 2 A5, 18T PCR A5 o

Si%: £ 6 FN, 46133 FIRIXKI A ILEY D LRI E 247 7 RHD ZEEKN . Hor RHD X
5 H R B AN 0.21%, A 23 Fl RHD JERAR Sk pl 8L, B35 15 i R I ZE KA
K¥) 50%[1) RHD 3 [R5 % ik DEL &AL, S KN 0.1%.

S50 RHD FEF 7 BB 5 30 5 AU A o2 A S ME R . RATT 6 SR RIARIGIESE XA 7 5, i
T SB67E AR 2 B4 AT LA BT A2 ¥ BT I DEL R AL H i 4 HIE 2 53 D-2 i 7= $1-D [
TP G2 SN o FRATIHEIX LE R I 5 4 A% 5] D+BRIMLZE D) e 8 G [ R S 38 S R PR R A=, K5 il e T4k



PRI NG X RrA X AR, SR RHD 2[5 7 B 5 VR AR A % 2

8. {Primary anti-D immunization by DEL red blood

cells)

fE#: Kim KH, Kim KE, Woo KS, Han JY, Kim JM, Park KU

K. Korean J Lab Med. 2009 Aug; 29(4):361-5

(DEL ZSEAIXFL-D FFh G R MY

WE.

Wediti 55 D AR FARBRRy DEL AL, 7E ML 2 AN R8I I IR ISORCHGR BRI B>k . 7E RHD &K 9 41
BT BRI —AEBFERAE (KA09K, 1227G>A) fH4ET Kiksr DEL BUHIR AR MAT . HATIEERA R
JEFSZ DEL B E 430 40 X 7] LAY I ATRHI-D IRt [N, 1 £ 68 % (1) D B 5 [ 53 1tk s 7
M ATAT A H-D JIVE, (HRAERE T 4 BRI D B M5 A0 IBT-D Hidd . 31X DY 43 i R s
TARMAEIRE, W HME Ry D I, @it B ik 17 RHD £/ real-time PCR,
— MR I RHD (K409K) .o 32 H i 85 —FI7E LI A B R I DEL S:BURAIH-D [R1FR S L Rifr)
i, B2 DEL 7E D Bt AR 22 S 8-D FF G kb, F—5 K22 % RHD BIHEREmE
BEAT 531 HE A 0 25 DA S AR ol 2 PR 7 ¥ 7E i ) LU 5 402

9. {Further analysis of Del (D-elute) using polymerase

chain reaction (PCR) with RHD gene-specific primers)
fE3: Fukumori Y1, Hori Y, Ohnoki S, Nagao N, Shibata H, Okubo Y, Yamaguchi H.
Osaka Red Cross Blood Centre, Japan

KJi:  Transfus Med. 1997 Sep; 7(3):227-31

(FIFH RHD ZF4F A 514 PCR 5% Del IRABFAD

WE:
Del £ Rh I &G4 )& T D Pl g5REN —RA T A (ERMRGTERE F 5058 T B0H B SV .
RRBFERAFER N I-D FURRIRSUIR SR A RER X 70 oK o ASCIA TR 510 5 18 51 W0 2R

9



EgEEX R (PCR-SSP) HfF 7t Del [f15 FAEMIF4FIE . ANSCIREE T 306 44 ML 27 W i [ 1 11 H Ak
b, Horpr 102 Z25ME 1 7. 4 A1 10 () Del B, 7EH AR 204 ML = BIPERIREA P (R4 PCR
FEY). BRI, EIX 102 MREAR A BIREIE] T EIRSNE TP, o 70 MREARIX 3 MR TINE
frill#]. £ CCee. CcEe #1 Ccee H1iuill|#] Del &4, {H& CCEe. CcEE. ccEE. ccEe #lccee H1ik%
i Del B!, Del 7 CCee. CcEe #il Ccee H KA II4= 435I/ 80.0% (4/5). 68.2% (45/66) #1 61.6%
(53/86). ALHE R EINE—1E Del B4t RHD J:[K[1) 7. 4 A1 10 SMEFRAFAER, ZHIIBH R TE
Del ' D SR AFAER), B & ERBUSECRE A BEEY] D HUEIAAE. BATMTIR S Z BT 5T
—31. FIH PCR-SSP VALE MLIE =ML RIFEA A I Del J& —Fh %) 7772 -

10. {A comprehensive analysis of DEL types: partial

DEL individuals are prone to anti-D alloimmunization)
e : Kormoczi GF1, Gassner C, Shao CP, Uchikawa M, Legler TJ.
Department of Blood Group Serology and Transfusion Medicine, Medical University of Vienna,
Vienna, Austria.

SKi: Transfusion. 2005 Oct; 45(10):1561-7.

(DEL BIILEE0HT: EB4 DEL BIAME S RAERM 4B R
)

WHE.

Fi: AN Rh WA RGP D HuELER AT bR BRI, FIZHUR T 580
PGy [ e ANFI R RhD 28 ARG RS AN, X — R O B Hoh, 39& D JUR BRI LR
FEARR DEL Y, e AL BRI I 27 M R SUBCRRSe A A I ok, B H BTk, DEL HUsRE P A
o

J5 ¥« AE H AT TR 7S DEL 3 R 2 rho B 5 At A7 A T 2% 5 f0 e ML =7 3 #r » ek RHD(M2951),
RHD(IVS3+1g>a). RHD(K409K). RHD(X418L)f1 RHD(IVS5-38del4)Jk [x 4 A< i i 4= [ 4 i 375 2%
7 B A B TR AT HE— 54 HT

SER. WRISUBSUR S 2 AL E AR 7E RHD(IVS3+1g>a) 3k R A AR G R 21 D Pulsishse, e H
‘B PR DEL ' D $iJ5 A R . 1F 2 il RHD(IVS3+1g>a)ff A, §i D 2, UE# DEL ®A!
BAT AR TEFTA RN A R R R S S MR OB S 5 AN R A TE B RHD(M2951) &A1) D

10



PURACT e o
58 WTFCUEDIASFIFY) DEL R g i 34 73 5 S8 4 1 D B, i ACHUN T ilm K A A S A .

11. {RHD genotyping and its implication in transfusion

practice)
f£#%: Sassi A, Ouchari M, Houissa B

K. Transfus Apher Sci. 2014 Dec; 51(3):59-63

(RHD Zt[H 4324 X i 1 S2 R A ) R )

WE.

B 70 BT DU IR s AR . 9 7 VPl RH R Gek 5 R 3 B ok S A i i S e P )
NFH, D-18ME3% RHD K 43 I 46 S it o

Jii: 400 AMIFERIE T TR 4k R IK D-Mi. FrateAidi RHD10 MM e 7 PCR kil v 1 W
RHD & K[54 1970 THLH], FATRAAF SRR 77 FB: £ PCR Ml PCR-SSP.

ZER: 7F 400 MFEA R, 390 45 RHD EFEL. 10 MG RHD #MR7, A3 7 MR 75 CHE
PURA KR 1ED-#EwEF, ATKILT 54 RHD-CE-D ¢4, 44l RHD w REFAFE, 1 685
D4 7,

g BRI RHEER RS C 8 E SRR, EREHHIX, 70712 W iR asoE AL
15, LA D-{H2 CHE+BRRE 21 D+, RHD 414 L RG0S Mg ok 1M 37 27 v (1) — 2 ) 8

12. {Evaluation of a blood group genotyping platform
( BLOODchip ® Reference) in Japanese samples)

#E#: Tanaka M, Kamada, Takahashi J, Hirayama F, Tani Y.

KJi: Transfus Med. 2014 Feb; 24(1):39-44

CH AA 9 AR 40 2 R o BUF 65 (LSS ) R4 D

11



PHE:

FR MAVEER ) B P I 7E 56 [F A RPOR SR A AT b D2 &, (EURAE HA A RE Tl A JEAT RO .

H . A i Fr 2 DR 4y B R GoA I R AL (0 78 2 H AR NBFAR SRARREA, ol S —8ik.
JiiE: MAERIET 100 A HAHEER S . DNA HHTHEL, FEAHE I i3 2 F1 BLOODchip JEATKI, 4
SR HIMA 2, 47 PCR-SSP 77kl .

GERL. 2 FlOTVER BN 98% (736/751) Fi1 98.8% GHERRHIF i 7£ ABO A R%ir, 6 M7
55" ( BLOODchip SEHUES SRR K2 AL AR SRAR (1025 467C>T), — v AN FEH UL AR 5
ko 3NS5 R RB A E7E BLOODCchip 148 544 (A102/A205, A102/006 #1 A204/002).
7 RHD M R4+, —F 1 HIAFF & BLOODchip 1IE#i% 2 RHD*1227A (Del £AD), MMiliE2AN
#4> D (RHD*DIVb). 4k 1 ik BLOODchip kil D+, i N5 D, @i FiEsE A
RHD*D-CE(2)-D. HHH 3 #i BLOODchip TG/ 5 1 n] Ll i B B ¥ k. I+ RHCE, {XFH
BLOODchip figkill RHCE*CX 25 A7 FE A

S5 BN A102ABO A2 AR HE AN B R4, BLOODchip J7 e & AL NFEFE R 73 T )
TH.

13. {How do we identify RHD variants using a practical

molecular approach?)

YE#: Arnoni CP, Latini FR, Muniz JG, Gazito D, Person Rde M

KYH:  Transfusion. 2014 Apr; 54(4):962-9

Ctnfidd o774 E RHD & R4k)

WE:

M A Rh AR 22 5 PR ZR DN 7> D 8 55 D RAFAER IR A, 5 H I S8 18 23X
THOLAT L@ RHD 067 ok, DR O E R ] ASR IR B8 A8 AR K 20 . RSO H R AEZ R
TN AR 73 7R 4 e 215 d K& R MR RHD SE360 K e D AR e A S 0] (1 B2 o FRAT it S iy
RIER—FZ E PCR J7i%, fi_b RHCE M D 22 R ARFERATHE FEAFEH A, — M E S FfiE R
(SRR AR A FH PR AR B PCR ORI 2 J5 9 S AT ok, JRATIE 7E R (R 75925 T U I 22 FhAS[R] 1
RHD 22544, M H SRR, IHEAEE . ASCHR 7 —Fbfa 8. SEFIPESRIN 5%, AT BLAISRY RHD

12



AN REST RHD FE R 70 8 o A7 S8 SEHAHS fRi 4, X Ah SRR N H T 26473 D i 5270 B4R D
ARG AR RS SR JATE I RIESEAER € K2 B O RHD &SRR, RHD 4#fFhe 1
M 2 BAT L o

14. {Taiwan experience suggests that RhD typing for
blood transfusion is unnecessary in southeast Asian

populations)
fE&: LinM

ki : Transfusion. 2006 Jan; 46(1):95-8

(EELKEWETMAREHX AR R RhD 2 2%
A BER]D

HE:

B PG AR RhD FiF A A FAE (99.67%), PRI T-48: 52 1 i 3 e bt R A s /e A i
L. BRNL-D 7R NBER R LR A2, H M 1988 45, Mackay Memorial 2= [ il 52 15 1 i il i
D HUS KRR . A G AT K L RhD 3 Y i) [ml Btk vEAN 25 5 o

7 %) Mackay Memorial 2 i i 28 4 Sk 1 [F) A S 5ol 2647 BB VP4 . B Hi-D iRl —2
M7 D BURE UL FLWERAE GV NP R 5 D B AT R 5i-D BASIRR G £ 5% .

SR PRI AT RhD 5L BURT G H0-D RAESRREE — Bt £ G AR &I D HlEA Mi(@)dt
JE I G SR AL . ARG R AR, LRI S, Mi()PUR (TE GBS AR R BR N 7.3%) &
SR8 B R B I IR

GEi0: BT SCRETE S AR L AT R 25 B D U 0L AT PR R0 BRI . R SAi-D MR R A2 A Mia)
PUIFAR XS w8 R A e 1E T 2R p b X Lt i 1) o [ E— 3 N 1 B8 A% 2 250008 s 65 05 A 5 Pl T X
AL AL, FTEL, DA FRUESEAE AR B 3 X #EAT RhD 70 B A 2
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15. {Red Blood Cell Antigen Genotyping for Sickle Cell
Disease, Thalassemia, and Other Transfusion

Complications)
fE#: Fasano RM1, Chou ST

KJ&: Transfus Med Rev. 2016 Oct; 30(4):197-201

(ORI R0 M BT URE S M P 2E IIURE K FL e L AORE R AL
A E R 2R )

WE.

H A 20 L WL P ABO HLR TS, C4f 35 MR RS H4E 300 £ fh i AR L4k & L
Gr28e X R 2 HU i BLHUR o T AL O e FRIE SE G RO I 2 R, RRI: ABO 1 Rh
IMAY RS o U L R 53 2R f) S0 CL48 0 JE LS B, FDA R HEHE T 1 AP Ay “id s,
F T RS TG F IS AR SE i A2 AL . DL DNA S EERI L4 RBC 43 B4 A] DA S AR — LSk 4R S M)
BRI, 76— Ll ARG M S0 R A 2 A o X T e B A T A A B PUA R
F, LM R R 43 RS DAAR G O T ) L3 5 45 SR B 2 00 2 S AN T (I Ry, T DL SR s
B AL, YTk R ZE ME (SCD)Y M PiE T IMAE & [ & e tE T MR, RBC 4) 13k

[

Gy R RT DM S A HUAR VA AR S B, [RIN 4R 3 RBC HUL#E4mit. 76 SCD B hikiT RH &%

&

pu

43 BUA] DAIX 3 0 6 5 o) o 628 e W AH DG 1) RHD A RHCE AR Ao 76 DA (% 1L 1= B 403, AIRRRAS o
TP HEI) RBC 5 R 73 R A -5 NAHIRE A 2 HoA AL o

o

I

16. {Benefits of blood group genotyping in

multi-transfused patients from the south of Brazil)

fE3: Guelsin GA1, Sell AM, Castilho L, Masaki VL

SKJi: J Clin Lab Anal. 2010; 24(5):311-6

€ L 7 g 0L R R 73 Sk S8 A L A8 O S )
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PHE:

ARSCVPAl A7) 5 K] 43 R A Sy L35 27 R 00 21 200 70 JE e e ke T O L £ o 08 A g vl AR
M . 79 SR MR o ARz 3 YA B i, Horb 8 6 (1%) 24 kI
IR EEM—FE, Rh. K. Fya f Di ZF A RZEdiflk. DNA MIFEH$EE, RHCE*E/e.
KEL*01/KEL*02. FY*01/FY*02 Fil JK*01/JK*02 @i PCR-RFLP ill, RHD*/RHD*W Hl RHCE*C/c
2 H PCR Al FATAI 38 AL KW LAY & 4 16 f27E Rh. Kell. Duffy Al Kidd i1 _E ifi
TERANIE R 257, iR B (0L R L2 i 5T DNA %3133 (HEA Beadchip(™) #isE . FlIFH%E A %)
{77 2508 52 22 Uik o B3 P L R T4 SRR, WS DA R B T AN B B i s R e S5 ) A 1

WOEAT -

17. {Red blood cell genotyping in China)
fE#: YL Ji, CE Schoot

Sl (Isbt Science) , 2016, 11 (S2): 55-68

(o BB 41 4 2 R 2 )

.

ABO. Rh. MNS. Duffy. Kidd. Diego. Yt fl Dombrock iX &5 Wi R g e b B A BEh B
Z A A . Mur FURFIBL-Mur B I A R 5 X 0% f— 2D R R . B T ABO e I
&AL EE R (A101. A102. B101. OO01 F1 O02) #b, H[E ANFFH C&HIE R ABO H#réfrdk K L4 A7
5 100 £Hh, XECHEAIERVE 2 R KB RAN AL, LSS A PURR B HURE 178 S HERIE IR T
Bt — B F . AT RHD ZER 53-8, b T D+ E AR, 10F 6% Dd Z: KK RHD &1
AP ARE RHD B4 05 RHD J K 58482k, ML T BA ARE, 20-40%D-R B[ [E ARE#EH RHD 42
SREEAIEEN . RIS AT, EHNALE) DEL A3 [N (1227G>A. Lys409Lys) Jefi i ILIKAZ S ik,
AT D-RA, ZHUEA BRI H VAR, ARSI RSB I R F] . — LR SR,
PN DEL 25 A7 B 1) rh [ IR R 0 e AN e e BB AR AN T 8, XS IE S Y DEL 32 i & #52
D+ %42 1. §5 D15 Al DVI3 )& RHD #x # WAL 45 fr AL A, 78 B HF R ME & 7 RHD 42

SR 70%.
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18. {Routine Non-invasive Prenatal Prediction of Fetal

RHD Genotype in Canada: The Time is Here)
fg#: Johnson JA1, MacDonald K2, Clarke G3, Skoll A

K. J Obstet Gynaecol Can. 2017 May; 39(5):366-373

Chng KA JL=8T RHD BRIZERE 8. slRIFE)

WE:

XFF D PR 20 S Ak A2l M il B DNA BEAT LU A2 I il i JLA D I Ad, A
1M 5E [ T35 RHD BHAE R ) LS 2 i 52 . 1% 757 3008 D BRI a5, Capiit Fckom = [H
FRAPENRERRIN TFB. ASCRAMEKREZR Rh TN (—AHT P EII BoinE= KR LA
DNA Jy#:fili ) RHD FE [ 70 BB AL AR HLD Ml —BENS, AAZE SOGC #ife 2%k e
e, PP BTN H AT ATST-D P a0, SUE LTI 1 RHD e 73 R BT BAT I
M 2 A T AP INEE K6 )L~ A RHD TGRSt BLAE !

19. {Fetal RhD genotyping: a more efficient use of

anti-D immunoglobulin}
Y2 Daniels G, Finning K, Martin P, Summers J

KJ&: Transfus Clin Biol. 2007 Dec; 14(6):568-71

(fs)L RhD ZEHE LR $Hi-D REREBEEEFMHNFIAD

WE:

A3 731 A AT A Jim R i PR TR HL e S N AT A IR )L RhD SR A F AL 4R I 2 15 7
EHE-D, SRR IR LAGE A2 LR & A P R ML fE R 1 o U INEE T H B i 2 )i JL DNA,
H R FE— S8 X D2 — AT T5 7% T D-3EgR 0 #8475 ) LEY D 73 BL e — Moy Rt e i 5
B, AU G A EE5T-D B ERE FTRTIGST . RN 40%D-4E AR IO L 2 D BATERIR L. fEAT E
B RN ARET RS P )3 TUF FUALE S ks 0 A2 mT AT I FHERA Y o
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20. {Correlation between the RhD genotyping and

RhD serotyping in isoimmunized pregnancies)
##: Sahar M. Nour El Din,*, Ahmed R.M. ARamy b, Mohamed S. Ali b

>KJE: The Egyptian Journal of Medical Human Genetics (2011) 12, 127-133

CHEYRI RhD [ 73 2 K i35 0 BRI S0 EL )

WE.

H_bte i TG, R G S N S BU IR JLAE T3 R RO B — A EE A K. AT
WEFCI H 2R ER TE N EK RSB AR ) L4T i () RHD JE A 47 7E; RHD LK 73845 RhD i 2% 3 7Y
s bl FIRHRES RHD SR AE7E 5 7= 5 IR R R ILIAR G . 2008 4R 3] 2010 4F, A SCHFFCAEF=RHEE L
SR AL L0 T PCR SEEGAE Ain Shams K228 % RN EE 7oL siie = 7. B AT
FALFEHEZE 20 4 RhD BIME %0, A SCHIF SO AERT 700 53352 B MG 72 LR 28 B 7o ARl 7 e 2%
KA AT FREAT ), SR Rh IIE A A4 (R 42 e BR A 1 S0 o = 5 28 il A T 8 11 75 A i
20 Ut HEURESRR AT . I6JL RhD IMLE 2250 BN 14 Bilfit )L (70%MBH1H), 6 HIARITE (30%): i
8 RHD Z: K73 2L R 13 Bifig )L (65% AFHTED, 7 FIABAYE (35%); Wi 4l BG % 5, P =0.002,
FEREDR 73 RO PR OREAS T, o 6 B (46%) A R4 177 5iRY7, AHEL, RhD (73 B4 I
FIREARTE 1 BT 5697 (p=0.032), Mi#F BA BEMZER. NHATHOTREIRE, il nfs
BRL 0 B 5 i L D 0 i B AE TS5 8 AE ) L IR G2 B 3 77 T B AT S 3 A 3

21. {Fetal Sex and RHD Genotyping with Digital PCR

Demonstrates Greater Sensitivity than Real-time PCR)

fE%: Sillence KA1, Roberts LA2, Hollands HJ2, Thompson HP1, Kiernan M1, Madgett TE1

KJE: Clin Chem. 2015 Nov; 61(11):1399-407

CHR LIS & RHD #FH 4% D-PCR . R-PCR R )

WHE:
BE: LRZEMR ) LRHDEEF 73 89 7T DU e - RRHD B MG L D-1a 2 45 52 AN b B T M 471-DYR
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7o XF FIRIRHDEH AL, FRATVEAL T 5280 % 0712

JiE: 464 RHDIAPEZ 1A MRS £ T- EDTABUREE FIStreck®iif BIDNAIL & (Streck BCTs) Hi.

MY FIRHDRR RS, FATARG I CE AN PO 8% 25 DNA R 28 57 B i iod o iR 7 PCR  ( ddPCR)
FIReal-time PCR, LA M & HE 1.

ZERL: 1 Streck®li7 B DNAUAEE HICEE 21137 2SDNAKI L FEDTAE IR FE I B, Mg B 5%
Z% (P<0.001) . XFREFRHFZEDNA, gPCRMAPCRYT T TSPYLFRHD7H: %R E.4100% <.
itk {HEXTRHDS, qPCRIVEURIEAF183%, X T RILHIHEDNA, XFHrA sk, dPCRR
BPE#/£100%, MigPCRAUK T TSPY 15U 4100%.

WHg: 4T HEHE R AG JLDNAFTEAER BT, qPCRAE — M AUt RliRHDAR ) L&A 73 ) T
Ho SR, t AR, ER—E R, #iddPCR, )L 5K FIRHDIEK 4 %48 A5 100%(H)
RIEEME. 8 dPCRETIN AR LA 57 ML o5 AT ARSI 1 A AN s 5 SRR H B, AR ) P SR U

DNAHF LL 42 m i BESE ML 7 B DNATG i B BE Ny 2

22. {Rh immunoprophylaxis and fetal RHD genotyping:

where are we going?»
fE%#: John T. Queenan

KJE: Obstetrics & Gynecology. 120(2):219-220, AUG 2012

(Rh kMG )L RHD R 8. AT G FFH? )

WE:

FEATCA, Wikman 85§ 7 5 i S — R (7 BT E R 7 5 AEIX 2 AT S O FB0R B R
Pi-D G BREE (A 10 R 5 5 - 7E5 L, 99% A IO TEAT Ik BT £ B0 4 &, RILIG ) L7 5 DNA
RE USRI 21 LE AR 2t 8 KRG LAY Rh A . fEFIIREERG LAY Rh A+ Rh BAPEZ2 10 B I R
7, BT AR N S AR R A R 5 R S A2 A T B . T CAAE ) Rh BRI 22 406 G e 4 )
PUPRASTII AN R 3 ke I Bz 38t G A o L (1470-D e BR B VAT
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23. {Genotyping to prevent Rh disease: has the time

come?)
f£3: van der Schoot CE, de Haas M, Clausen FB

KJF: Curr Opin Hematol. 2017 Nov;24(6):544-550.

(FIHZR 2 RBT Rh BR: ZXARBERTE? )

E): 0P

FEA R SCE R, B B BOl o8 T IR VE HIR )L RHD A7 R SCRRK [ BAR (]l
i3t RHD 2 73 RORSR 342 1] Rh G BERk 88 (KA T2 152 R A T AT 1 2

BRI

BRI 5 — Z SNt KU A PR R )L RHD &[5 70 Y€ (A48 5 P AR IR I 20 Rh e sk A AL 2
R OCUESE T AR ERAZ S W IR o 1R 2 5 BoR e WA AF T, B ERN AT, Jif )L RHD
B PR oy Y W] LA S R 7 1 S IR TR e B S L TR VR T T -

ISY-F

AR B NAE R IBAL T 5 YR B ARIE S, I8 I XU real-time 7] L2244 T Rk EE F A .
SR, AT BEERER A AT BT A 409%, S AN A EERGFBIIA YT, i AT RASR 2R 5 AL S A

b
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