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98 N AN[A ¥ RHD/RHCE SR H & BB 0 FC A HA K B RH FE IR T % A7 4N Rh 85 & 82 T8
F k. Fltn, FEEASH RHD*RHD/RHD*DAUO Al RHCE*ce733G/RHCE*ce48C H &2+ & T B, Al
DLk A MR RH JER% . 14> RH S5 R4 &8 1 A RH 207 3 RUCE bk e fy . 18 K4G 85 %k
P35 AR, RH EERI AR K DURCIA 3 B 755K 95%, URRA 150 &R & £ B BHAR, 52
SEAETT KIT 98%. T RIAH>150 Z AR EE NIRIRE, BUEIREEE 42 RNFEHERAL, #A R HE S 2 75K
HIEE ST, P SE NG A E L DL RH 2R . AEK 150 MBS E R, 58 AEEE 1 RH 2 F A K
VLHCIE 25 2 1K) 76% 753K, P B/ D-H8IE &

Serologic matching scenario Genotypic matching scenario

Recipient seralagically Recipeent genotypeally

types as C positive

types as a C variant
{but possesses a C variant)

All doners seralogically type as C positive. All danars genotyped and only donar 2 is a
Donor 3 is randomly selected on molcc lar match for the rec ipient’s C variant,
basis of a serological match, or 2 is proactiv ¢ted on the

ba‘.snf 1 melecular mateh.

foGo-y (o fa-

allaantibody

L7725 F0 25 DR Y 21 40 B DT TS0 ) 22 57t o 2 T L9752 DT TAC ) 20 48 it A e 4% 1T e 5 SCD il 2 fA B f5 T, b
n, JEAE CHUR, FTRESEHT C B, HHI, J TR DRI AL UL B i pik i 2 a8 R PR AKX A KUK . Ltk P Y
FARMPEL L F . Hendrickson JE, Tormey CA. Rhesus pieces: genotype matching of RBCs. Blood. 2018 Sep
13;132(11):1091-1093.]




3 (Effect of donor, component, and recipient characteristics on

hemoglobin increments following red blood cell transfusion)

(€2 % =g XS R AR Tk T pE Y = RARE - =B: b=} -2 )

Y% : Roubinian NH, Plimier C, Woo JP, et al.

S Blood. 2019 Sep 26;134(13):1003-1013.
FHE: TEOFERIE . P2l & AGEAT, DAL SE B . S T S A b T AR A R 2 7 A 41 A e A
HRCRTHIA EAER, AKX 2008 42 2016 44252 B> HLT 2120 o iy 1 R0 3 20 AT 1wk 1f 2 R0 i 23 4
PSRBT o A3 BT 40 40 B S0 1T i DAL IS 24 /NESE AT 48 /NI F I 21 B (KT a2k
P (o] AR SRS DU 2T A P iy S 2L R 3G &, ARAR AL E A2 B BN DGt 2R e . ST g
Wy R IR AN A7 I ()R AT P R . JRAT DR 32— el 22 R A SR 2040 v (n = 38 019 MLz ) Y 23 194
252 2 AR S5 A E N DGt E MR R R AR . £ R EMZ AR, BRI M)
Rh-DIRAS . WAV v SRR 5238 AR 8 A4 B 38 40 DL K B 1L A7 1M 21 8 (1 /KPP i 20 2 o 49 5 (1 22 22
TR A (P < .01) X TH LSS 24 /NN ILALER E3E &, T UM TH 7 B AL I 2 &k 0.25, it sEbrfE s
TRIAE 2 18] HOAH SN 0.5, MBI, BRILE BN DG it 22HRE . SR AT T DA S AR JE 5 40 40
J A A OC ) I £ 8 0 B R AR A I R N . 27 B A AR AR L a0 R ER R KT R AR AIE R Pt of
CLEE RN RE . RSB RIZR, T AR 7 A 96 T I 5 385 5 R G At 28 28 &85 Jey 1) (R A4 R ke 4 [R)
R (BRI 2 S & 2 0 HEE .

Table 2. Univariate changes in Hb levels after transfusion

(N = 38019)
Transfusion recipient characteristic
Hb increment, Recipient sex <.0001
Variable gt P Male 091 + 083
Qverall change in Hb level 1.04 = 0.89 Female 17 091
Recipient age <.0001
Blood donor characteristic 18-55 y 0.96 £ 0.92
Donor sex <.001 56-69 y 0.98 = 0.87
Male 1.08 + 0.87 70-80y 1.05 + 0.86
Female 1.01 + 0.89 >80y 1.16 = 0.87
Donor age 43 Recipient BMI <.0001
<20y 1.05 = 0.89 Underweight 1.44 = 0.96
20-44 y 1.04 + 0.89 Normal 1.16 + 0.92
4570 y 1.05 £ 0.88 Overweight 1.03 = 0.86
=70y 1.02 = 0.84 Obese 0.89 = 0.80
Donor Rh status <.001 Recipient Rh status <.0001
Negative 1.01 = 0.89 Negative 1.00 £ 0.88
Positive 1.06 + 0.87 Positive 1.06 + 0.88
Donor ABO blood groupt 14 Recipient ABO blood groupt
(6] 1.04 = 0.90 o) 1.04 = 0.89
Non-O 1.06 = 0.89 Non-O 1.05 =+ 0.86

5RYE Rh-D RS ARG, A% B0 P Rh-D R 5 R ML 8 (A E4H55 (P<.001) -

4 CHREMAERE S-SR RhD PURES 1 525

ek Kt XUz MRET KMEE E TE%
KV T E LA E 2020 4F 2 A 33 54 2 .
WE: HIY: HiE 8N4 55 255 1E(MDS) X RhD 1 J5 A0 520 K J5E RS I i 88 25 . J5vk: X 1 9 Rh fi
MRS D PrR MG AN 2 55 5E N B3, TR L EHE RhD KA, 4550 B3 RhD PRI, R
Bt R WAL A RESE I R 2+, 1gM $E-D WL 1+8E5E, H 2 IRES O ICIR & AR I 24 R 73 284 5 i
HYCNIER D HiR. 45i8: MDS Al 5|42 D FulFIREs, fd Fl 5L KA 7 vk % e i A H A B R 3L
FEASRIE: #%, W, 26%, L “Z 2 AR” MLV, T 201849 H 17 HAAKEE. BEAELH IS, 1
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B4 H I A g5 s /MRy 10X 10%/L, R /MR k>, 3 — B 58 A4 & 0 A i e oy A
SRR, S NN A RS AAE; 9 A 18 Hi 7T ALK, ABO ALY N A Y, Rh LA D $i)i
92+ B, I AR AR PR E A . SRR RS D SR, BRIACN RhD PHYE. 9 H 21 H, EFHI=
JIREAR, ML/IRCA 7X10%/L, 4add: A Y Rh PEYESE BIPLR IR 1 AN69T7 &, o BRIA], AR KRB, ] H
SE MR 18X 10°/L, #EER: 24 H, /MR 23 X10%/L, R 1E &I H B .
MmE¥EE: B3% ABO 2 Rh MY E 451 (K 1), ABO IEER —FN A B, RhD HUJR 45 WAt B IE 3+,
EE 145558, MG R1HE RhD AL, Rh 73 BI(GRE L) 45 R LK 2.

%1 #3 ABO Z RhD o & % &

LA KB D Ac Be Oc g FE

WAL BT & 4+ 0 2+ 0 4+

RE Ik 4+ 0 1+ 0 3+ 0
%2 Rh 5 ARKE
.-G - K e
FE 4+ 4] ] 4+

RHD EFEELER: AT 51775 (RhD & 7519755 M54, RhD +/MMNE 75197
Y127 Juan Gu 55) , ZFEFNM PCR M 24, #iE RHAD FEH A&7 A 10 MR FIEE s
FIFHEER R, 34T P HI S A, IR R @ RAEE R . BH A T8 T 45588 RHD(+)/RHD(—)
AT P RAD 0110 S4MEF, RGN TREF AT 18, UWIiZER D prR A%
(AR T A RHD ZE[H 10 ANFME 7 K ILALIT &1 X 2 4 1 5 16 U P (R ESHE), 358 KRR
R g3, Z B AN RhD PHE.

Wik:

T MR 1 MDS S I B e R 5 m) ] S LA B P RIS, R RIUONIRA SN, EHE
RINA GBI R BEE 15 AR, 05 IPUR v W IR s, T BRI ol PR IR S5 - 8
HRFRIE, MDS %5 M0% 51 &2 ABO I B30 R k55 th 85 W, MDS 512 D Hrlagss b A ikiE, H—84s
F£ ABO I Y40 7 I 55

ZAEFEMB L E S FET, KIFH RhD JrE AR 2+, WEVE 1+ B RN, HZ R0k
WIREHE, ABO 1 Rh M2 R Gu AP35 AR WLk 55, X PP B /AR WA SCHRIRE « D Pl 2 3055 %E
I, KB EDHMAER T D PUEAFET EH K D iR, —BWTRERE D B RAME. Z8E DIt
JRIMIE 2E R IE 55 D ABRL, 3 — D RhD RAY, BLENFIESE N IEH ) RhD BH, %8R A BE S
WERAMEFTEUY D PR S -

BT, B AR A IR R AL, (H AT BE 520 2120 B 2R TR 0 5 R s A R AR Sk, gl
EFEE R WA AN s, R AR H PR ARy A PR )RR W, 1S
;A MAGRFIEMBEAE, HE B BB ABO R HHET CpG 3k, (HETS ABO ZRHEH T
CpG B HIEAE X, AR BT5. TN MDS A GEAE T D B S 50 1. B8 725 3L A
BX, SEBETHERBEEmHERE, shRaMpERT D PUREESR A — 55, SEEFRIN
St L CIR AN JR, (HZEDR RS, BARR AN R Tt — B

TEIE B M F 35 ABO. Rh 55 L84 %552 RAERS, 8 Ja B[R A B (R 2, S 1A 4 1R R FH 2 R A
W78, AT AL e 2 T ). FOR i T-3R1E RhD B s />, R &> HANK B ot, X175
B HA%IE RhD B 4 008 B35 Sk ul, RS e FI&5r IR I3AR Ko 12 B3 fE AL R 25 8 RhD BHE, vt 1 AN
J7 5 Rh BHPESE FIVLR /MR, TCHin SN, e e /MRS BTG, i, Bk, BF
RhD [MLAY %558 85 5000 2+55 8648, RIKEIEH .. BEBERG, REFREE. M.
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5 {Prognostic role of ABO blood group and Rhesus factor in cirrhotic

patients with hepatocellular carcinoma)

(ABO IMLE!F1 Rhesus F-F7EFFRELL & H FF 40 f e 28 25 il FI4E A )
Y% Oral A, SahinT.
KR : Sci Rep. 2019 Dec 13;9(1):19087.

FHE. HFA S (HCC) A2t R i WA hE 2R R 2 — . HCC MBI A Z R R 2, W ZBUHF R & (HBV). A
BIRFRIFER(HCV) RS AERE. WO S ih B 2% . 2R IER A NS ABO I AY A Rhesus [A+

(RH) K. AW BERT HCC B3 MR IE 5 B A7 % (0S). ABO I AT RH [T 1% K. it 507
BtV P 3 (HCC 3% 252 5, F HCC 3% 255 BN AAHH FL . [IBPEISEE A N DGt 2 Im IR Ak
I = (EALIB AR AT MRS . B A S 4F 4 N 54.50+9.30. ABO 411 RH Al 7 4H 18] 2 S B 48 it 2 & .
BATRDL, B A 7L g f I B R R A, RHPH M BB R 2 oty e AL R T, {H ABO I ZS AN RH i 7Y
)OS TLZESR. hah, AB ML FIINR 2 i . FHEAL A IF HCC 83 mlid e ifn B4 A0 RHIR]-F- 000 7105

Max. Tumor Total tumor Number of
diameter (cm) P diameter (cm) P tumors P
(@) 3,434+224 0,264 5,27 1+3,94 0,674 2,92+2,79 0,218
A 3,57 +2,06 0,612 5,40 £3,71 0,658 2,71+£3,0 0,525
B 3,41+1,61 0,635 4,76 + 3,23 0,851 2,474+2,35 0,319
AB 2,96+ 1,04 0,693 3,22+1,04 0,642 2,28+3,52 0,351
RH+ 3,314+1,77 0,745 5,221+ 3,68 0,077 2,58+£2,87 0,012%%* |

Table 3. Relationship between the features of HCC and blood groups. *O blood group (or A, B and AB) and
non-O group (both A, B, AB) were compared. **P < 0,05.

RH [HYE S PSR EE 2.

Vascular invasion n (%) Multicentric HCC n (%)
Yes No P Yes No P
(0] 12 (24,0) 60 (29,7) 0,424 36 (32,1) 36 (25,7) 0,262
20 (40,0) 94 (46,5) 0,406 56 (50,0) 58 (50,9) 0,174
B 14 (28,0) 30(14,9) 0,028%* 15(13,4) 29 (20,7) 0,128
AB 4(8,0) 18 (8.9) 0,838 5(5,4) 17 (12,1) 0,032%*
RH + 44 (88,6) 179 (88,0) 0,903 104 (%92,9) 119 (85,0) 0,047%%* |

Table 4. Comparison of HCC features according to ABO blood group and Rh factor. *O blood group (or A, B
and AB) and non-0 group (both A, B, AB) were compared. **P < 0,05.

RH A 3 B 2 mhoCe s (LW T

6 {Blood type and outcomes in patients with COVID-19)
(covip-19 H#F M AR AH/E )

{YE3: Latz CA, DeCarlo C, Boitano L, et al.
U Ann Hematol. 2020 Sep;99(9):2113-2118.
FHEL. AHFITE7EME ABO LY 55 B T-Hf %2 /) COVID-19 = EEFE 2 B & B AFAEAH L, DL EA
[ 7Y 22 6] COVID-19 A&l BH A4 f& 3 A7 AE 22 et o AE—TRZ WA b, 7£ 2020 4E3 H e HE 4 H 16 HY
B, 5 FKEBRKIWIFMANA COVID-19 FHPERI AT EE . PPANERE . FHE LT S5 iR A e . SR PR
WEF AT B R Z 44T, I8 logistic [0] V75K i s 1 750 X 47 45 AN /B0 T R0 BH MG A A S7 5200 o 7 A 78 34
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B, &I 7648 4 BFHHEZ COVID-19 fuill. ForbA 1289 1] 0 i 8 i MAA M N BHE . A B 484 151
(37.5%), ICU 123 #4(9.5%), 4% 108 15(8.4%), 1A&SMENIA & (ECMO) 3 151(0.2%), FLT: 89 141(6.9%). 1289
BIPHPE B, A B 440 1(34.2%), B 7 201 11)(15.6%), AB %! 61 {1(4.7%), O %! 587 {5l(45.5%). 1EF.[KZK
i, IR AT RIEPR EM AR AR (EE A4, p=0.25; U&{H LDH, p=0.40; U%{H ESR,
p=0.16; WM C RN & [, p=0.14), Ifi B 54T An] 7™ 8542 B (I PR &5 S 2 1) B 3% A Bk &R (A B p=0.20, ICU p=0.94,
4 p=0.93, IfE A p=0.58, ECMO p=0.09, 4LT- p=0.49). LZLAFE /MM, MY 5HH%E XK BHE T XK
FEARMAIAH K (SR ARL, BAL: AOR: 0.72, 95%Cl: 0.42-1.26, AB %Y. AOR: 0.78, Cl: 0.33-1.87, O
. AOR: 0.77, Cl: 0.51-1.16, rhesus [XI-7BH{E(Rh+): AOR: 1.03, Cl: 0.93-1.86) . A Ifil.78 54 FH %
A AR (AOR: 1.00, Cl: 0.88-1.13), B IfiL Y 554l BH 4 Z8 45 = AH OC (AOR: 1.28, Cl: 1.08-1.52), AB Y0 5wl FH
1 ZR B = AH O (AOR: 1.37, Cl: 1.02-1.83), O A 554l FH 14 XU B AH < (AOR: 0.84, Cl: 0.75-0.95). Rh FH 4 5
IS 1 22 552 5 K 95 (AOR: 1.23, CI: 1.003-1.50) . E COVID-19 &, MA SHHE AT KK T 12l
(1) B BUAT AB 7 Ifi 2 2 BE T REAS MU HY B, T O AU I AR B A AN K T RE £ PHME . Rh BH 1 2 B AT A I
SR

FEARRIR: 5 KIEFEIAL T £ E G g M

MBYRIR: EFRER

7 {Anti-RhD antibody therapy modulates human natural killer cell

function)

(Ht RnD FUAIEYT AR B RR 4 Th e )
fE#: Elias S, Kol I, Kahlon S, et al.

>KJF: Haematologica. 2020 May 28:haematol.2019.238097.
FEE: PURhD HUiAT 2 N H T IGR BT RhD S, FEH TG URGETAE JLIVE IVE . A2, X
PRI A& B RhD BRI 2R | RhD FHAENG LIS P2 A= 1 58 2 R BTk S . RAE C&fEH 1 50 Z4F, (H
L NBFE, EMEIT RIALEIRANE . X B, RATERY], 5t RhD TR 5T A H IR A0 (NK) 20 i
RORE o AEALH F, FRATUE BT NK 4H B B0k 2 il i Bt RhD Btk 1) Fe Jr Bt cbie 456k F 1), CD16
& NK 4l ERIA EEN Foy 524k, FRATKIN cD16 MBS T- 51 RhD BRI bES AL . eAh, FRATTRIL
Pt RhD 044 0] 75 G452 52 % I M VA TT 10 R AR I NK 2B IR B BTRE . e, 3RATTAERA T 3% RhD 254 KamRho
Hoin 7R FORAMM R AT o AT N IZ A A% 3 BOE R e 05 b, BRI AT BESZ IR BT RhD HTAAR 1™
.

8 (RhD FA{:Z21AK) RHD ZEFH 43 &I & Rh REIZHT)

fe#&: T8, 8, A, &, TIE, R
s FpE S 4 5 2019 4E 8 A5 32 B4 8 1

FE: HE: X REMX 152 6] RhD BN Z2 101 RHD JEK #4708, 08T A F RHD FE KAL) RhCy ¢
Efl e #AVIAUFAE . J7¥%: F PCR-SSP V%4 22 {01 RHD JE[REAT 0 AL 40 Sl N B se B Bi-C. Pi-c. $i-E
FPi-e %M Rh KA, 455 LRI 105 151 RHD 4B, L ccee K (85.7%) A5 19 ] RHD 1227A
i &5 M, DL Ccee AU (78.9%) N 14 il RHD-CE (2-9) -D !, ¥JA Ccee £HL; 6 4155 D15 Y, 4 ¢
A EPUE; 44 RHD 1227A 2258, 35 C fle PiJi; 4 BIHLL PCR-SSP L TEiE W BILE . 4518 KiE
H[X RhD BT A4 %) RHD B[N A 2 I 2 FE:, Hrh K2 H0 RHD 8k A, KN RHD 1227A 4li& AU Al
RHD-CE (2-9) -D, /!,

FEASSRIR: U4E 2017 4F 10 A DR B K& T Il A O AT P2 T BT Is & 4208, A 1gM BLHE-D JuikIb i
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54 RhD B2 NI 5T, HLit 152 .
MEFLER: Rh ZAILK I 6 Ff Rh FA, K HHRILE 1.
%1 &g x4M Rh 22642 E
Rh & & ccee Ccee ccEe CcEe CCee CCEe

i ) 4 (n) 90 42 11 5 3 1
a5k (%) 59.3 27.7 7.2 3.3 1.8 0.7

RHD ZERFHRIZE R, {7 A4 RHD £ K 8HK5 & (PCR-SSP %) (L5 201711018, KZHFH
JEAEYFEARTF ARG IR F]D , 135 RHD H:F PCR P24 2.5%35 I8 BE e B vk i 26 17 4% )= L&l 1. RHD 2%
R B % Rh R 547 IR 2.

Kl 1 RHD 2K PCR P35 MR LR LUK [ 2515 K8 . A N RHD 252, B Jy RHD 1227A 4681, C N
RHD-CE (2-9) -D,#!; D A5 D15 #!; E ;y RHD 1227A /& &%,
%2 RHD AR5 A R Rh £ & 5%

RHD ¥} A A n (%) CcEe £ n (%)
RHD % #: % & 105 (69.1) ceee 90 (85.7)
Ceee 9 (8.6)
ccEe 6 (5.7
RHD 1227A 4 4% 19 (12.5) Ceee 15 (78.9)
CCee 2 (10.5)
CcEe 1 (5.3)
CCEe 1 (5.3)
RHD-CE(2-9) -D2 %1 14 (9.2) Ceee 14 (100)
235 D15 & 6 (4.0) ccke 4 (66.7)
CcEe 2 (33.3)
RHD 1227A #4% 4 (2.6) CcEe 2 (50)
Ceee 1 (25)
CCee 1 (25)
i 4 (2.6) Ceee 3(75)
ccke 1 (25)

Wik
AHEFCE R, SN AR ZLA0H RhD B 142 54 46 K 22 B0 1 2% [R5 4 (/8 RHD 2507 2 K] [R] i)
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R FEUNY . ABEFAEWITHE RhD MIVER 152 44200, 3t RHD A28 105 6, 7 69.1%. HHT, ceee
FH190 B, 5 85.7%. KU RHD &6 KM ccee A mE MM, SEEEM LSS R, B RHAD &
R RhD BIPEANBEFH IR Z 3, B0 30% 7 45 A HAth RHD A8 7 44

RHD 1227A (K409K) A&+ E % A B DEL B F 2 A 2L, A% 1:110, AN 1:9091 &R
% . FAAE 152 44 RhD BRI A2 ia e, LA 3] 23 1454 RHD 1227A S50 560, 5 15.1%, BT HAh 2
FHIWETT . AETRATRCIN RN 23 451 RHD 1227A ALK 1, 16 1] Rh ALK Ceees 7 69.6%; T H 4R 7 4
W EH C A e Pilil. Fu-kumori ZEHF 7 KB, DEL BUFEAMN) Rh A 35K Ccee. CcEe fil CCee, HEN
RHD 1227A A 3L Al i 5 Ce B4ARIS253%41 . RHD 1227A DEL BY A5 52 % () RHD £ F 487, RHD
1227 G>A BRI RAS BANE T [F CRAL, bl A KA, (HREAL T3 9 4b e TR s —
B, T2 9 AMETRIZE O WE PRI AL E, 20T mRNA W IEH 8YE:, M 4iifi - D HrErE K
Kk Gu ST iR, DEL A4 F D Hu)E e /D1 30 4, @ fi T 1E% RhD PHTELL4HME. ARk
SR 5E R B, RHD 1227A 1) DEL BY/MAR 2T 40 i b mT BE 0k 5881 D i, PR AN 2 il s 1fin 25 A1
P EH-D

RhD AR F R 1 ANEEA D PR A HEFR NER 7 D, i RHD 5 RHCE J:R A8 4k AL fib & 512 .
BT RHD J& A #1 RHCE JE[KI7E RH J& [ 82 b7 i AH B, AN [R) 53 R 2 1) i A A8 46 1Y) L3R 34K . RHD
FR M B 5 RHCE £ F R0 Bk AE B #e, TR RHD-CE-D HZ48 AR, gt =9 R &6 —5 0
D %A, FEG D PrERME K. £ RHD LA R F Y, 1 E AL RHD-CE (2-9) -Dy S84 3K i A4
WO RALE 152 B 240 R T 14 4] RHD-CE (2-9) -Dy Z5A7 3L, Rh RAIH Ceee, I FEE .

TENREER AR HHR B (HGMD) TR AEE3], 55 D KA AT i b A RHD 254 2 K 5, Horp DU X
RAG AT W o RHD K g X R AEGRIE A, A gmbd (10 208 18 & AR B4, WX AN GRS e R AR AE S
JEXFIRR A X, o] RE<x 520 RhD &5 4l A ZLA0 MR 280%, 2020 i - RhD $uJ5i3g b, (B R
AAZ . Wagner 05K, 55 D PR ELLAME RS CR T2 4000 Nt . b ERRSEIT 5T I,
W E B 55 D 20855 D15 Y, & RHD ZEFZE 6 SR T KA T 845G>A HANGIEERAS, 282 fir%
R HERR L ARLAEAE (G282D) FleH). fEAWFH, TATFLAN 2] 6 4155 D15 Y, Rh XA FE
A c M EPUE, 5 Wagner 545 R —F.

BARIRATIN. FH PCR-SSP VA REMS 1 1 K 2 50 22 10 DL i) RHD £ [R5 &Y, £04% RHD 46k Y \RHD 1227A
i 45, RHD-CE (2-9) -D, . §5 D15 AUF RHD 1227A Z4& 84, {HXF 2 A Hod RHD 35 R 2 6 v 1
SEo FEAREFH, 4 4 5] RnD FAYERZ2 40 3 it PCR-SSP y2: T6i% i 2 RHD #E AR, o] fgF4F % Wi RHD
AR, BT HAl PCR-SSP X7 & 8% RHD A& 1 it — 5 0 W A BE 15 L 4518 .

AT RN, 1 E RhD BN RHD 2R AR 5 Lh i 2 R 2% . 0 70 A [ RHD 22 48 5+
XI5 N S 35 AR i 2R g A R A B R N, [ K i W AR L I % i e A ) LV I T B ¥R 7 SRt
TR

9 {Prenatal non-invasive foetal RHD genotyping: diagnostic accuracy of a
test as a guide for appropriate administration of antenatal anti-D

immunoprophylaxis )

(F=RiGAIRE )L RHD ZEFE AR {ERELMHEHF=RIPL D SZE TP 1 -3 Mk il 52 Wy v 4 )
Y : Manfroi S, Calisesi C, Fagiani P, et al.
>KiE: Blood Transfus. 2018 Nov;16(6):514-524.
WE: 5 MR 3 HUY 40K 2 6 )L DNA, I qPCR TG )L RHD [ 43 8. AW 5%
(19 E )2 B e A8 FH Ik 1) 2 0 2 7 0 A B 47 TG 6 RHD i ) L3S (R 43 8 DAFE 508 24 R0 1 7= i e 72 T BT 1 o
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BRI T AT o PRI 572 ABESR 11-30 JEI1¥) RhD [ 14 2o i 2% A 4 Y 20 i 25 16 )L DNA. f# ] Free DNA
Fetal Kit® RHD Xf RHD J:[H [ 4MEF 5. 7 1 10 347 qPCR 73, AR AVERAE NG )L RHD A, 45 5H
AL B IS 52 RhD JF 7 L7 B 3047 LU . 2 Wi HERR R I 0 AT SR PR T 24-28*0 A, FE ML IE], G L2E R 4 ALl
T PR TR . 455 X 367 I3 bR AN (24-28+ JH)iEAT RHD iR ) LI 23 %Y . 3145 284 1% 4 )L, RhD
FKAIGER . 1F 9/284 B1(3.2%) IFEAH, i JLI) RHD ARG E R, B35 4 ) RhD BHAAZE B p. Zid
T AR BATESE R . SURME N 100%, HFF PN 97.5% (95% CI: 94.0-100) . 2 Wr 1E 7 % N 99.3% (95% ClI:
98.3-100), £ N AT E 45 51, 2 W IETf %N 96.1% (95% Cl: 93.9-98.4) ., B P 71l &y 100% (95% CI: 100-100),
FHAE T IAE Y 99.0% (95% Cl: 97.6-100) . fE 18 Ji N RAEIFEAR A — MERBI TS R . GIANZF (<23 )
FEAS G, BRI AN HERATE 23 7914 99.6% (95% Cl: 98.7-100) 11 95.5% (95% Cl: 93.3-97.8). itit: AW 7K,
15 FH R M 1R 22 A0 S ARSI 24 i 2 P (R G )L RHD A2 TRAG JL RhD R A AT SERIHERA I T = . & ] LAERIE
St T S B TR () 2 AR T

Samples collected

Samples not tested n= 31
n=455

Improper labelling: 5

Received after 48 hrs: 11

Lacking informed consent: 10

Improper labelling + received after 48 hrs: 3
Internal abortion : 1

Maternal RhD variant: 1 Genotyped
samples
n=424
Samples <23*5 week Samples > 29 week
n=31 n=26

Samples 224 and <28'¢ week
n=367

Unavailability of cord blood phenotype

n=1 Ongoing pregnancies
n=82
Genotyped samples with RhD
serological cord blood results
n=284
[ [ ]
RHD positive RHD negative Inconclusive
n=198 n=77 n=9
-positi - i RhD-negative
Rhb-positive RhD:negative e Indeterminate Maternal RhD
serology cord serology cord serology cord RhD results ——
blood results blood results blood results s ned
n= 196 n=2 n=77 3 g

1 SgbAR R ARG )L RHD JE [ 3 B 45 R e K

10 {Amplicon Sequencing-Based Noninvasive Fetal Genotyping for

RhD-Positive D Antigen-Negative Alleles)
(ETH HFIFRLAIE ) LERE 5 2T RhD B D PRS2 H )

YE# . Takahashi K, Migita O, Sasaki A, et al.

SV Clin Chem. 2019 Oct;65(10):1307-1316.
WE: 55 NEHRZ2EAX G )L Rh PG A IR PTARTT F B ) LAENAE ) LIS g, fEH A, X RhD ]
PE 20 5 U BT D S ER AR . 8 4037 25 DNA #E4T R )L RhD 3 K173 4 A 3 G A 0 B B4R 45 T
SRTT, HETET PCR AU RhD SRCI 1%, TEEAHAMI RGN T, ARefEddr SFf A\ & E% 1 RhD
FHE D PRSI o 7k BAVIFR T — 84007 7738, A8 FH 224 1 rh S B 241 i 3% 25 DNA,
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A At v H A N B 4 3 2 RhD S5 5 R A SR aBHE iR ) L RhD 25 A7 2k PR 2R Y - D 470 Ji7 PH A4 55437 2 [K (RhD *01,
92.9%)F1 3 T D 47 J5 B P4 2% f37 Z£ (K] (RhD*01N.01, 6.6%; RhD*01EL.01, 0.3%; RhD*01N.04, 0.1%). 455: 4 RhD
P22 B RhD A D HUR B 2567 2 ) (RhD*01EL.01 BY, RhD*01N.04) I}, %7347 g w0 iR )L
RhD . £518: 12— Ml SR TEaIG JL RhD 25 F B, EH T HARIABAR AR 7E)54:0
SERLE R, R E— 51034 2 NAE Xk, R4 7522 J AT X o0 (R R 0 B B, 3 B HoE A
TAENAHE R UL RhD FEYE D BB PESE O IR R . R, AR D792 9% FERT R AT IR E 5K RhD 144 2 i
F25 TP0-D P BREE T, DASHR SR 22 4N B S SLi 1)i )L RhD 2k (82 Y (R S PR i T L2

Table 3. Estimated fetal RhD types by amplicon sequencing-based genotyping using cfDNA of pregnant RhD-negative women,
and ratios and read counts for cfDNA and leukocyte genomic DNA from pregnant RhD-negative women and umbilical cord DNA.
Detected ratio
of RHD-paositive
allele in cfDNA Expected RHD genotypes of
Gestational (%) and the the mother (M) and the fetus Neonatal
Case age at predicted fetal (F) based on the amplicon- Neonatal RHD serological
number sampling RhD type seq data using cfDNA Mother's RHD genotype® genotype”® RhD type
1 9w2d® 1.3% (positive) M: RHD*Q1N.01/RHD*01EL.01 RHD*01M.01/RHD*0TEL.01 RHD*01/RHD*Q1EL.01 Positive
F: RHD*01/RHD*Q1EL.01 or
RHD*Q1/RHD*0TN.O1
2 12wid 3.1% (positive) M: RHD*Q1N.0TRHD*QTN.01 RHD*QO1N.01/RHD*0TN.01 RHD*01/RHD*Q1N.01 Positive
F: RHD*01/RHD*GTN.01
3 24w2d 4.5% (positive) M: RHD*Q1N.OTRHD*QTN.01 RHD*01N.01/RHD*0TN.01 RHD*01/RHD*01N.01 Positive
F: RHD*01/RHD*GTN.01
4 21wbd 2.9% (positive) M: RHD*Q1N.01/RHD*Q1EL.01 RHD*Q1N.01/RHD*Q1EL.01 RHD*01/RHD*01EL.01 Positive
F: RHD*01/RHD*Q1EL.O1 or
RHD*Q1/RHD*0TN.O1
o 10w0d 0.0% (negative) M: RHD*Q1N.Q1RHD*Q1N.01 RHD*01N.01/RHD*01N.01 RHD*01N.01/RHD*0TN.01 Negative
F: RHD*01N.OTRHD*01N.01
6 9wld 0.0% (negative) M: RHD*Q1N.OTRHD*0TN.01 RHD*Q1N.01/RHD*0TN.01 RHD*QIN.01/RHD*0TN.01 Negative
F: RHD*QTN.OTRHD*Q1N.01
7 10w2d 3.1% (positive) M: RHD*Q1EL.01/ RHD*01EL.01/RHD*01N.04  RHD*01/RHD*01EL.01 Positive
RHD*QTN.04
F: RHD*01/RHD*01EL.01 or
RHD*01/RHD*01N.04
8 30w2d 4.6% [positive) M: RHD*01N.01RHD*QTN.O1 RHD*01N.01/RHD*0TN.01 RHD*01/RHD*01N.01 Positive
F: RHD*01/RHD*01N.01

Rhesus boxes (upstream/downstream) RHD/RHCE exon 9 (RHD_wt/RHD_var/RHCE)
Case number cfDNA Mother's leukocyte DNA Umbilical cord DNA cfDNA Mother's leukocyte DNA  Umbilical cord DNA
1 38.9%/61.1% 36.5%/63.5% 49.3%/50.7% 1.3%/37.9%/60.8% 0.0%/30.1%/69.9% 22.3%/22.3%/54.4%
(21235/33311)  (28230/49152) (44 395/45 580) (434112271119 671)  (2/8304/19276) (7425/7778/18163)
2 4.6%1/95.4% 0.04%/99.96% 31.5%/68.5% 3.1%/0.01%/96.9% 0.0%/0.0%/100% 28.5%/0.0%/71.5%
(2392/49373) (15/37034) (17 090/37 152) (1062/2/33001) (0/0/20715) (9269/0/23251)
3 2.9%/97 1% 0.06%/99.94% 34.3%/65.7% 4.5%/0.004%/95.5% 0.005%/0.0%/99.99% 28.9% /0.01%/71.1%
(1124/38 189) (19/34420) (25338/48 594) (1077/1/22745) (1/0/22 100) (8052/3/19853)
4 46.6%/53.4% 32.4%/67.6% 53.7%/46.3% 2.9%/30.8%/66.3% 0.11%/29.8%/70.1% 22.1%/22.4%/55.5%
(20316/23305)  (10732/22391) (16155/13918) (634/6759/14550) (21/5680/13 394) (4054/4096/10177)
5 0.01%/99.99% 0.09%/99.91% 0.01%/99.99% 0.0%/0.0%/100.0% 0.0%/0.03%/99.97% 0.0%/0.02%/99.98%
(1/12287) (29/32729) (5/35332) (0/0/6363) (0/6/20545) (0/3/16 324)
6 0.02%/99.98% 0.04%/99.96% 0.01%/99.99% 0.0%/0.004%/99.99%  0.009%/0.019%/99.97% 0.0%/0.0%/100.0%
(7/37 773) (15/34 402) (2/29585) (0/1/24 843) (2/4/20034) (0/0/16 429)
7 56.7%/43.3% 50.7%/49.3% 44.9%/55.1% 3.1%/25.9%/71.0% 0.01%/21.3%/78.7% 24.8%/23.0%/52.2%
(24752/18920)  (16408/15953) (14138/17 364) (773/6503/17 844) (2/3995/14729) (5552/5166/11 694)
8 5.6%/94.4% 0.04%/99.96% 34.9%/65.1% 4.6%/0.01%/95.4% 0.0%/0.002%/99.99% 32.0%/0.0%/68.0%
(1962/33229) (18/44068) (18228/33937) (1637/3/33652) (0/1/39560) (8710/0/18496)
“ Determined by amplicon-sequencing using leukocyte genomic DNA.
b Determined by amplicon-sequencing using cord blood genomic DNA.
©w, week; d, day.

16




11 €A novel RhD allele caused by c.739 G>C mutation was identified in a

Chinese individual )

(E—PMHEAMEFRILT B .739 G>C A5 &I H L RhD ZArEEH)

fE#: LyuH, Jiao S, Ma W, Hu B.

. Transfusion. 2020 Oct 27.
FE. 1) E L PURZ A M IR 2 35 24 %5 52 D A8 5%, B J5ilid PCR-SSP A&l RhD 4M2TF 1~ 10, A
BINRFIAEAE . R T D BNZFEAR T2 F L], FRATX RAD ZMEF 1~ 10 3T TIlF, KBRS
HMETF €739 G> C I — /N SR A
ks EOR A A A3 A B AGHAT D ALY IR L, SRS 18 PR AR 1) AN [ SR AL SR SR 4 D Bk
(Sanquin A1 Dominion)ZEAT £ /KA FEHUER 8 IR (1AT) . FERZKIREVRNE CE R AR5 3EAT EIE PR R
ARSI, CAHERRRFEE AT, JEEEAT ISR 2, AR S AAEA ISR . M ILEAE A H 2 HURE R 2H DNA,
AT A TG ¥ S PCR-SSP ILHEAT RHD JEIA R &5 PERGIN, 28)5 A PCR-SSP #1471 RHD 41 1 1-10,
X4 3 P I 5 (PCR-SSP AR 7 77 ¥ FH FRAT 1 5 36 &5 2 )
SR MG EIXFEA D MAYIIHE, PR sapEdT D fE K BN 35 B, (H IAT 255 BoREEEE 98
FES3 N 14F0 £ o CE RAH C-E-cres+, MIGFHTLEAMM BT, it RHD & F BURIUE L UEFH NG
(RHD+/RHD-)o ARJGIATHE—LH 7 RHD 4ME T 1 B 10; S5 ER, BB THMAE, EElFER,
5 F# %1 RHD*01 #HLL, 5 4MNEF 739bp AbFH G>C RAZ .
Wig: 5 48T 739bp &b G>C 5828, SIA IR 247 MR IR (val) [ AR (leu)F4 38, iZE LM T D EHHA
58 ERIX, SFEUCUEH MM DB RRA. AW, BTFRARE, HATEAE— P X o IE# &5 D KA
AT D R, XFHEILFRAALAE dbSNP AT ExAc B 2 i A 1R3E . FRATCHE %5 L RHD 2547 2 1)
A BT 514258 GenBank, &35 4 KX900448.

12 A novel silent RHCE allele in Chinese population)
(H E A —F BRI UTER RHCE AL EEH)

fE%&: Zhao FY, Li Q, Zhang DM, et al.
SKJR: Transfus Med. 2019 Dec;29(6):430-433.

FE:. HI: 08— 202 e B )L MR (HDN) O U %2 31 1) 26 20 5 T 2 R — 80 8 R K2R LK
RN TS, W5 VBRI RHCE 47 BEKTE Rh RGTHIRAD Wo J7vk: SRAE M I S BE A 01 1 1A, SR
W BTS2 7 VR U A e . A9 32 )L Rh C + c-e + E-F 8 5L T-FHA Rh C-c + E + e-F R T30
RN —3 . WRABAK RH ZERBATIE M. 4558 2L, i s, FEERSER Rh R85 508
CCDee, CcDEe, ccDEE 1 CCDee. A H#fiih /2 1gG anti-e 5| #2 HDN. 7EZL LA I BESEAR N KINL T 4ME T 7
H—A> RHCE * 03 (c.1059G > A) X A UTERRAR, X & — AN H i F- & 1 B9 1 (Trp353stop) 51 i 1 L 6 &5
PEFER . 2518 FERESEAIEE LA W22 B 1% U B AF 55 RHCE * 03 (c.1059G > A& 28 A R4 . AT, 4o
AR RAERE, B FENN 0- R, AieEfmin v, NEM A E AR RHCE .

FEASRIE: —% 8 RAKMZIL, REERME AT, PUESLEE HON, milbr s sHENREERSE — 5
Y%, B HDON. WhRESEEA Rl s . SRAEF BT MFE, i BriRRe 7

MEHLRIEER: 5 EHRE gM Bl PLA. PUB. FLC. Fic PLD. PLE FPie, X ABO Al
Rh R4t 5 M WL ST 708 . F BT 186 ABREE APt 4T DAT A IAT. HiikII B il il A= 24
HIRTHEAT (SHPBC) . HIT ABO IMLiF2:r UM AL 4. B BRI O #9371 RBC Al T-Hi4A 0 25 (7 A% RBC
A H SHPBC. f#H RBC IXFMR (Sanquin) ArilFiiARs me ik B2 LEFSEFISLSR & WK 5 Fi Rh H0J5 537
N ccDEE 1 CCDee. MR B AL AR, XN EE LI Z 2 — ME U FF 5F —FE 1) CcDEe RIAY . (H MG 45 R BIR,
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W KA A CCDees RESFEANSE LI I3 AE Al 75 IAT Hr 3 7R H 50 A RBC 17 AR X5 ) e P BH M RBC
RN, fEBEAEEOIRIRE 37 CHEE 30min G BR A R, FREEREH, fERRERME) LIt
{F1E 1gG anti-e I A [FFpdifA . 22 )L RBC 1) DAT 45 58 N FH Y., #k RBC 5F) IAT 22 )L RBC JBCHAR H t A il 1] 1gG
Pi-e Pk, 1EHIXFIIR CCDee KA IAT Hr, B2 ) UFIRESE ML H 4 BUAL I BT 16 F1 128 i fE .

FE >R R, I Wagner & Flegel (2000) Hfiik (1) ikl RHD &1 2, Je¥ i rRh @A K, AEH
Pst | yH4k, H1T RHD PHIEZEG T Z+ 6T A1 RHD B4 38 PR 2 0 v B SXOAN ] [R1 LG AS R0V A0 7= 4 1 e ik P
WEEN RHD A7, 489007 RHCE £ R AME T 1-10. T FKEE AL 5135°8 RHD+/RHD+4E & 1. 7E22 )L
A R BESEAR A R T AN T 7 H ) —> RHCE * 03 (c.1059G > A)ZR & 48 o BT ) RHCE TG LR A S B AT 4
12560 ¥ (Trp353stop). 1% RHCE 2537 % [K Y] GeneBank & 55y MH475137.

YAIT: JOIT, JRIT A AR ARIEAT e MRS

O

ABO: A ABO: B
Rh:ccDEE Rh:CCDee
Genotype:DcE/D— | Genotype:DCe/DCe

O

ABO: B ABO: 0
Rh:CcDEe Rh:CCDee
Genotype:DcE/DCe Genotype:DCe/D——

13 (A variant RhAG protein encoded by the RHAG*572A allele causes

serological weak D expression while maintaining normal RhCE

phenotypes)
¢ B RHAG*572A &N Z: R 4D 38 R RhAG ZE B TE4ERFIEH ) RhCE RELFEIRT, FEIM B
LS8 5 D Fik)

fE#: WenJ, Verhagen OJHM, Jia S, et al.

>KJE: Transfusion. 2019 Jan;59(1):405-411.
WE: B 2805 D REM D T HHEFE RhD FEFBH CRAL . HE P46 N BLHR K RAZF 458 A RhD-CE-D
SENTEER . Rh EREAEME FIE LRI FEMEE (W1 RhAG AR A 1) Mgt R kAR 2 S8 Rh BT
JRFIR G BTG o« WE BT W 1 IS 5255 D AL IR i 2 (9 A4 . D8 RhAG iR
1A RhD Al RhCE FRA&!, @1 RH 2 HIEZMKIRE Y 1 (MLPA). RhD #M & T Sanger I J¥ F1 RHAG i1 ANK1
SRR T — AR (NGS) 73 it RhD 1 RHCE & R A o A S I8 B 70 K 44 R A2 A& RHAG*572A B BT 4= 7Y RHAG,
55 RhD B¢ RHCE E41-F—id, 18 EEFE YN\ HEK 293 T 4. N4 AR 44T RhAG. RhD 1 RhCE TR K
IETENL . G55 MG 45 R EIR5S D MIER C+c-E-e +K AL, RH-MLPA 45 R /R IEH CCDDee £ [F %, Sanger
T 278 RhD K 7 41 15 o i8It NGS 7T KB T —~ RHAG 2K 4l A T4 57 (c.572G > A, p.Argl91GIn). 7
S FH A5 4K RhAG *572A. ZRAZ{A RhAG *572A Fll RhD. ZEAF{A RhAG *572A F1 RhCE F A T 56 4L 4, Al
PR RhAG. 55 RhD FIIEH RhCE LR . 4518 : 4G TAEEN RHAG*572A 6 R F 885 D Rik. BEAR
M RhCE fI3RIA .
FEASSKRIR: P [E N I O — 07 D 78 SR I3 16 A1 & A A
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R191 K384

Kl73:: RhD-RhAG, &R0 . 2T RhCG =R 4E 45 M@ 5. RhAG Fl RhD 731 FH 5 (U RS ¢
Foonoe 191 A7 pi Y RASKE SR (i 1E HLfar ) B B3RS s PRI Ay Ry PR U IR FH 40 B (i L HL AT )RR R B (Y A7 P
)R~ FHFEH T RhD HIEVREIERR . {FH UCSF Chimera v.1.12 (build 41623)#E47 431 @45

14 {Application of Multiplex Ligation-Dependent Probe Amplification
Assay for Genotyping Major Blood Group Systems Including DEL Variants

in the D-Negative Korean Population)

(RLF % BEERAKBERET Y AT B E D I AR EHE DEL R REN N FE MY RE 1T
Bl 73 2 )
fE#: Kim B, Lee ST, Kim S, et al.
KR : Ann Lab Med. 2018 Jan;38(1):32-38.

FHE: 5. DEL MALR—FAEH 55 D B R4, W THTREI Pt D FIF AR gy, BRIGLE S if 2= 40
&% e . AT INTE S E D BHMERA CEHE DEL B 17y T5Eat, I8 F Bl T & 1) 2 B B
TREFH 38 (MLPA) 58 7T 78 5 [ B b At L 28 R Ge 1K o0 A o D73 W BEATLIZEL ) 95 4> D B 14 21 4t pfa =47 3t
17 RhCE RAI AL, FHRH MLPA 1ERET ALK 43 . MLPA 45 BLiE L RHD JA 201 #MET 4. 7. 10 1%
H PCR 1 RHD 9 #MB ¥ B EHAZ M FEE. 455%: 95 il E 1, RHD 584Hkk 74 1(77.9%), 4 1(4.2%) 1
RHD-CE-D Z8 A& LRl . A 4h 17 1(17.9%) 4 RHD(1227G>A)E ALK, 4l ik —FSZ . RHD(1227G>A)
SN 1) RhCE R A 14 4> Cce A1 3 4™ CcEe 41K, 60 7 ce AU RHD ¥ 5E 42k, H4h 17 MAL &
G B R 4 B 4 SR AN G 7 B R 4 A 5 DA AR A BEAROE — 8. 4510 MLPA JE IR D B 136 B A1
RHD £ K&, f04% RHD-CE-D 24758 &84 JL R BE RHD(1227G>A) &5 K2R, DA % FHoAtL I PR AH & L 7Y B R 7Y . £
M35 % D IYEA R _FAEH MLPA 734 T GeA Bh Tl i Pl e D[R G e SRt i I 22 4= 1 .
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Table 2. RhCE phenotype and RHD analysis using the MLPA assay

Type of RHD variation RHD allele RhCE phenotype No. (%) of samples Subtotal (%)
RHD deletion Total deletion ce 60 (63.2) 74(77.9)
cke 9(9.5)
Cee 5(5.3)
RHD-CE-D hybrid allele RHD-CE-D/RHD- Cce 4(4.2) 4(4.2)
RHD allele with SNP RHD(1227G>A) Cce 14 (14.7) 17 (17.9)
CcEe 3(3.2)
Total 95 (100)

Abbreviations: MLPA, multiplex ligation-dependent probe amplification; SNP, single nucleotide polymorphism.

15 {Genomic characterization of the RH locus detects complex and novel

structural variation in multi-ethnic cohorts)

(% RIRBAFIH RH ZE[H f 225 R 4 e PEAS I B 2 FUBT O S22 7 )
YEZ#: Wheeler MM, Lannert KW, Huston H, et al.
JKiE: Genet Med. 2019 Feb;21(2):477-486.
FE: HIY: Rh PTG 8™ 5 1) FF R e OB, RE e S e i AE oL~ i setR4e e . Rh FUR
1 5% A& [FYR K] RhD A1 RHCE Zfid, A7 T & 44 (MR fiz — o FRATTM H bR 2 P A S ik RH &
RIS S, B R A RH S50078 57 (SV) o 732 FRATTA T — AR 7 (NGS) Bt Hh B 52 o i 72k qli vh 55 & (R
Vs DRURE S P DU JRA T IR 2807 VE N T IR R AE AR AT, B 4 AN A 2 23 (WHO) K] 'Z%%u%
11135 ZPMASEPN L F BRI E . BEfA, FATRE 7ok AR IERF A 1715 ZAER LR AFEA,
R REHEAREG N EIREF IR SV, SV R #4927 14 RhD F1 RhC $T )5 5 i i5 2Rk A — ﬁl(>99%)
RhC FTLJR A 5 2 A T 4% 38 5 A 5 [F] (RHCE*CE-D(2)-CE) A 5% o Il PR AH 55 1 4-7 41 S 7 24 28 %5 i 3 [A]
(RhD*D-CE(4-7)-D)F1 9 A1 i 1~ 7% 58 2547 FE K (RHCE*CE-D(9)-CE)fE A & [ A h i A 7E . 4518: HE X NGS
J3 AT AAERRAS I RH SV, 1% SV XTI AH ¢ RH 2607 2L R A B . hAh, AR E R AERE EZE A
RH S8 47 B PR EAT 1 RIS NGS T .
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a Asian and native Americans samples

RHD Allele name

or SV event Sample no.

Exons 1 2 3 4 5 6 7 8 9 10
R R R R R RS A - RHD*0TN.O1 375

_..._-.-.-.-.-.-.-.— RHD exon 3 deletion 2
EEERERRECE v

RHCE
Exons 1 2 3 4 5 6 7 8 9 10

THMH HHHHHHHTI rHcE cED2)-CE 832

CHOHOHOHOHOHOHCHRHC Arce-cenece 7

“CHOHHCHHBHCHOHOH Aosrceoerce s

-THHHHHHHMHBH T AHceceps-9)cE 2

1THHEHEHHEHEHEHB 1 rHeeceDe-9)cE 1

-THIHEHEHEHEHHH H T} rHeercepiz-g)-ce 1

1T HHMH HH HHHHI rHeecepz-3)cE 1
BIE: 78 1135 WAL T Z FEA R I BN S5 /2 Seon B o SEALBE IR B R, RO M5
A AEBEHLIE R . RHD 1 RHCE 4M2 73 i B A RUK GHER R, Ji 5 5 3 "o SEAERS B 2 R 2
P4 T o RHD 715 i B 45 7 #E RED Hkeril 21 1 45 442 S5t S ok 7 PR P By i B2 (ISBT) 3837 22 [R] 44 K
(U RAFAE)RFEA K . RHCE 755 S B 45 1 7E RHCE PR 21 (10 45 44722 5 L2 Hoxh 2R ISBT S50 38 B 44 Bk (U
RAFAE)FIREAEL. %I T RHD M RHCE, 2548 Rttt A% 7. SV: Sl 5.

16 {A multi-centre study on the performance of the molecular
genotyping platform ID RhD XT for resolving serological weak RhD

phenotype in routine clinical practice)

(=R T2 H 502 & 1D RhD XT 7E % ARG K BL A H A% $k 135 2% 55 RhD R B A AR 22
HLEF AL
{E%: Londero D, Monge J, Hellberg A.
Sk Vox Sang. 2020 Apr;115(3):241-248.
WE: BAMHEHN: ALEHEHIN RhD B2 40 A B ZE LS T 2210 Rh A% EREE A (RhIG) 4 ANHHIE,
ATV T 1D RhD XT [IPERE, X2 —FiH T 4552 6 A RhD S5 5 K AR MR A /MR BT HPA-1a/1b [
Rl o> B op T 7710 MPRLANT i SR ID RhD XT X D RAVER S5 22 57 BN € 1) 4 AR A HEAT 2R R 40 1Y, 9
5Z2% 5 il 5 AT L. I8l 0 Mok B 22 AR FEASK A E RhIG FRT ik BE4% . & 1 56 O e 43 A
W) g5 BRI T 167 M FEAS (55 ZMRIE, 56 23, 52 K24 AR 4 ZFA)L) - IDRhDXT 5

21



SE LR —EMEN 100% (RhD FEKFIAY: 51% 55 D A 1. 2 8 3; 35.5% 55 D A 1. 2. 3 KAGMIE]; 4% RhD
Bs 1% RhD*ELJE[A; 1% RhD*Dllla-CE(3-7)-D; 4% AAS 18 AF 57 HPA-1 FE[X 7. 64% HPA-1a/a; 30%
HPA-1a/b; 3% HPA-1b/b) . Call rate A 98.2%. ID RhD XT 55l T 40% A~ 75 %2 RhIG B 4200 . SRR AE
18] A 25-45 J3 8P Ab BE—HE 24 MFESL, S HTE RN 4 /NEF . 4598 1D RhD XT 7E MG %255 D RAMAR
RhD 73 B FR EN A 1 7] B 52 1 45 5« 1D RhD XT #EIERHXT RhD I3/ 2% 22 57 R85 1 TR A i SR AR 4R B RAIG 19
FAEH 2 AT,

ID RHD XT Ry P 77 i A :

ID RHD XT s —ME M) . BL PCR FIZRAZ it L IR 73 BRI, FH T RIS %5 8 RHD JEERI 1Y 6 ANS5Ar
AA54& (RHD*¥5 D %Y 1 [RHD*01W.1] (RHD:c.809T>G), RHD*§5 D % 2 [RHD*01W.2] (RHD:c.1154G>C), RHD*
55 D %4 3 [RHD*01W.3] (RHD:c.8C>G), RHD 2 [RHD*01N.01] (3 iz HE Wir A6l , AAG I 2 4F- 477 RHD 8 J) 2 2651,
RHD* fi¢ J& [X] [RHD*08N.01] (RHD:c.807T>G) , RHD*DIlla-CE(3-7)-D ( 24 Fi & X N RHD*DIlla-CEVS(4-7)-D)
[RHD*03N.01] (RHD: IVS3+3100A>G)) ; LLJ% ITGB3 F&[A (HPA-1 &%t) : HPA 1a 1 HPA 1b (ITGB3: c.176T>C).
ID RHD XT K455 D 284 1.1 F155 D Y 1.2 265 W2 73 51| A28 9 55 D AL 1 f1gs DAY 2, {HIX 28748 S AR 1] 72 42 anti-D.

HAE B E I HE “ Ly A F/K” (ID RHD XT ANEEY 1 — e £ /> RHD R /MG T, LR AHE Tl
I RhD HTJE R M) F “No Call” (NC; ID RHD XT LiEIRES R, XA TAHE AR, K55 958K
WEERE) . “ oM 115 BB MG FE i AT 45 SRR A T2 1), A b 20 3 i

Z ARG O IIEH T EDTA Hrt 4 A2 B AR 40 DNA, FHHFIH Luminex xMAP AR . Luminex T
T2k 1 22 BEAS DA B 5 AEAS R B Sk b B RE S R R T IR AR ST, 2 G E— /NS o i A b gk AT
DNA 24873 #7 -

REBUPIRANT  CREA O A I A5 BH P AN BH P R

(1) PCR ¥ 3L [K 2 DNA;
(2) Y= G 5 BT RAREN 3458 5
(3) IMAbRICIREY, WE;
(4) 1FH Luminex &S50
(5) H ID RHD XT 73 Hr 8/ (BIDS XTv1.8; PHBEZ ) AbER R dH% s DA B2 K Y s
(6) MR TR T A
Table 3 Hands-on time to process a batch of 24 samples using the ID
RHD XT platform (n = 4 batches)

Procedural step Hands-on time
DNA amplification 13-20 min
Hybridization 5-10 min
Labelling 3-10 min

Data analysis 4-5 min
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Table 1 1D RHD XT results (RHD genotype and 'No Call’) and per cent agreement with reference molecular method (n = 166)

Samples (n)
Agreement with
RHD genotype Donors Patients Pregnant women Newborns Totaln (%) molecular method(%)
Weak D Types 1, 2 or 3 not detected 14 17 25 3 59 (35-5) 100
RHD*weak D type 1 18 16 1 0 45 (27-1) 100
RHD*weak D type 2 7 10 6 1 24 (14-5) 100
RHD*weak D type 3 n 2 3 0 16 (9-6) 100
RHD deletion 1 2 4 0 7 (4-2) 100
RHD*DIlla-CE(3-7)-D 0 0 1 0 1(0-6) 100
RHD*Pseudogene 0 1 0 0 1(0:6) 100
No amplification variant detected® 2 5 0 0 7 (4-2) 100
No Call® 2 2 2 0 6 (4-6) nfa

“No amplification of one or more RHD gene exons 1, 6 or 9, tested by ID RHD XT.
®No Call: the inability of the ID RHD XT to assign a result, either due to indeterminate genotype, low signal intensity or low bead count.

Table 2 ID RHD XT results (HPA-1 genotype and 'No Call’) and per cent agreement with reference platforms (n = 166)

Sample (n)
Agreement with molecular
HPA-1 genotype Donors Patients Pregnant women Newborns Total [n (%)] method (%)
HPATa/1a 32 36 36 2 106 (63-9) 100
HPATa/1b 19 16 13 2 50 (30-1) 100
HPA1b/1b 1 3 1 0 5(3-0) 100
No Call® 3 0 2 0 5 (3-0) nfa

HPA, human platelet antigen.
“No Call: the inability of the ID RHD XT to assign a result, either due to indeterminate genotype, low signal intensity or low bead count.
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