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Jirarifil: BB 5 Bsy Bew B SIS A BPHEL R . Rh 2400 D 5 4= 5 Rh 5465
MAEGEAHRNE, ET Rir 408 D JUlREE &I, KA1 E 9900-14600 4>, 1
ai &7 RoR2 24 15800-33300/4 20418 RiR2 24 23000-31000/ 4241 . 9% [E J2 WHO #H K

S AGT D G745 Rir O BELLAARR AR, LLAedt D il D §UR 398 A R A .

12. UG R 56  5R $28 n T i 2

WHHI T D AR 1+, SRR TAT AT, W DU 2 2 e 72 A i s 4
FEEPER o BB IEAE 3B NS N SR FN & A7 PUIR AR A, R P2t i e S AT 1l
NGIHIRE STV o _E IR PRI T T8 ) 4% R s AN TR, i (00 B o 4 ik i R AR o
JaE R EE, B kOB 45 R AT, B S S  RI RE H AL T, N i
W 7B SIS A . NEOR TR ISR A B R, ASHR RN 1R . BRE& (1F A
] DA e T o R P 5 4 T BUS BIRATE

13. EMRE (0 ABO, RhD ERD KEAWHM. FREHT?

ABO. RhD MALEE J& T 5 P, I8 H LUG % dh At 7578 B HUY S LA 2 15 R 4% 1
MR o B ST AR B H ARG R, B R B AT AN 45 R BN e N R A%, AL R A
RAZ R DA I B i A 1 o ] SR ECE B A I ] — B 2 b, DA W] BlHERR BB LR 22, WONBERLIRZ
O SRS I 5 SRS AE SR VS A o A AERELIRZE, ORI At o BRI ARSI . DA
HERR % fh i Y], AR BT B QAR R . A E UGS R, OFEIRAEEIR A, WAIRAY AL
SRS AN AP BRI EE R I, A IR IR R F R . R R Ak
By5 g, MGG, BN BRI . AR IR, AR R 2R, AN, B BN
AR, NHERR R, BT ORISR . WO AR ERIEERR, bR AT, RN, B
HEKBFEE AT o ARIARAERE R BRAE, RS0 N b AT L IR 2 1E

14. ABO WR % X HKIBHMKHE?

BT AT PRUSCE WAL, X CHERE RSO o ABO WAL E 3, AT M 2k “ABO
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CROLILE ABO/Rh LR 25 58 2 N P b v 2 1 158 )

TFAY (ABO Subgroups) = R4 Z14H M IS 111 S 70 WA h g A6 1) A BB HTJR R 2 7,
AR5 X 4 i ABO REFRN ABO WAL, fei LI A AL A1 L A2, BRILZ AMEH
RZ A, BPURISREMTAL, W A3, Ax. Am. Ael. B3. Bx. Bm. Bel%. ” Hif
e
ABO WAIE Y. EEEMBATM (AABB) % ABO WAL & X oN: L4
N5y WA A F0 B B 8 22 5 BT O R LR v ABO TEZY . Modern Blood Banking
Transfusion Practices 55T ABO WAL E L N: ABO AR S HH ANJEZ wlEdt AL Bt B,
P AL B IR S LR AN 5] ML 77 2% 55 R RLRS Je i R A . ARk % Mg S S A S R
Technical Manual 17 (AABB) o Xf 1 Al J& T —7%f A WA )i2id, AABB EHIHHHEHT “lm
PR bS5 WL RS2 A1 R A2. 534k, Practical Transfusion Medicine 3 edition PA & Modern
Blood Banking Transfusion Practices tH#KF A1 A1 A2 & CONfH WL A A A,
“CHBEIT - EES FRIER CUEMIR 2 5 R IALK ABO AL S V£ B R AL
s FIk, AR 29 L G bR A MR B 423 i ABO HUJE IR SE , H R IX PRk S Ja s FE R
AR, ANJE T IR i .

75- fiESR & AR E RIF
FIRAER 3 W3 28 7y, WlEl 28 4y

CRALMALFY ABO/Rh LAY % 5 == N BB %0 ) AnifE (ISR AR D 2 I A
CFAT PP R RIS DI B R D) AT X 2 o % 5 i WL BSORn it W L B AF
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CROLILE ABO/Rh LR 25 58 2 N P b v 2 1 158 )

+.

BERE R B E LS RS

ABO IF e BRURFI R #  f: 7546 ABO 1E 2 BT A 21w, 2 E5HRW K
X 1E & BRI AR SR AN ) B 542 2 0508 3 4k O 2 6 i 1K) A0 B4 ), D (o] /5 e 4%
P 59 2K L A0 MR AT AT SO 2 (BRI B A 8.2.2 [ 8.2.4)

X Rh B PR AR50 27 (0 2SR (B 118 7 A 8.4.4.3)

i D A2 5 RS2 B I R = SO, 7€ Rh FIPERR VRS Hh b 20 dar HY 2 (BRI o A
8.4.43)

S = NAZ A A A RIS AR P AE X ER L ABO Il Y 1E47 %58 (B EI& B AR 9.1.3)

XF - Rh BAPEAT D A8 5 AR L5 2 75 75 BEAT UK IR A 5 P4 T8 (R THEIL B e 9.4.6)
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CROLILE ABO/Rh LR 25 58 2 N P b v 2 1 158 )

58 1: ABO IE [ 5& B ik 57 5 4 7] il

7EX} ABO IE € BRI TR B R BT, 275 F b Kot 1E @ AUR A FTARSE A 1 16 5
P52 Gt i A % g A R AR, O] 7 e B 55 2 0k £ 4 B S AR AR 7 1) e
2
A. 7EXT ABO EEE R T AN B EEFIN, 2BEFBW RXTIEERAAPiAEMN
JIRI B2

EFHRANBHAEE (Pubmed,
E&HM), EIHSCER 256
(Pubmed 10 5, FEM,

246 )
| |
EF b=
A K Al B 230 5 SCER 26 R EE
5xBF—EXE
|
EH ‘4R
SEMERK 5x 8 HF VIR SR
26 5 SCHR

IEFERER
PNRAFUIN B N US4 = e BT A/B CESEEAT AU, B B R A = HEHE S

AL E S RAE D BISRAI AT 7RSI e SR BRGS0l AR A LI AT
A/B, BiGEERITH LN RIT R B, SRR 10%iKEE A1, A2, A2B. B A
BRIZL A0 B, SLRIVR ST, WA ELAREORAE 10mm DAL, TN ZL40 ) 205 BIZIE Y,
03 PR AT 0 SR I 8] 2 3min I RO/ . AR I SR iE, $1 A 5 AL ZL4HI<15s.
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CRALMAI ABO/Rh (L %5 5 % P B b vt 1) 1

A2 ZTYHMI<30s. A2B ZI4Hfii<45s. P1 B 5 B L 4HMI<15s NITIG#EEE . 3min B EESGIA Tmm?
DLE#H, BRI NER. EENE 2 WL, B ERE. fEE S RBIE 8 A H R EAE
KT DT A/B LM PR, SR E 1.

R 1. AR FKRTEDL AB SR I E SR

A 53 2 B U B )

EIIREN R TS E A7 | AH] /N (TN IV A
Pl iijiol 24 104 24 104 3N A 3N A
H H H H H H H H
I REAE I [A] (A7 s)
Pi-A (AL L0400 3 6 7 9 10 19 17 38
Pi-A (A ZL41D 12 16 14 17 20 40 40 49
Pi-A (AB 2401 18 22 19 29 30 51 49 59
-8 (B ZL40) 3 6 6 9 11 22 18 30
3min B &R KN (AT mm?2)
Pi-A (AL LL40MD =2 =2 =2 =1 =1 <1 <1 <1
Pi-A (A 241D >1 >1 >1 =1 >1 <1 <1 <1
Pi-A (AB 2400 =1 =1 =1 =1 =1 <1 <1 <1
Pi-B (B ZL40H1) =2 =2 =2 >1 >1 <1 =1 <1

ERMAIME AR T WAR M REH. NIAFMHE 3 NANER, ERFEAME 1
MAES, AER . VAR P RIRAANER . VEFE BRI A G4 2 7 R0 0 A7 18 4 (e
KK GEIE 10 KD, ATRER LR BT BB A/B WS . VEE NI R BT B 28 5T B 3T A/B
1AL AR, AT REAEAE— Lo i R, UM R R E IR R IR 8 N B0 B 5 B it
PR U ISR o

2. Bt A/B LAY E B BRI 45 2R

e PR RYERT 1 AR AMH/8 N AHE AAMH mAHE (74NH

G AR}l MHD * [12DH) * [28 DN H)D *

AN PoA (A L4900 512 256 256

PLA (A ZL4HHD 128 64 64

LA (AB L4010 64 32 32

PiB (B 44 512 256 256
SEMHLs (mm?) ] A (AL ZL4RM) 3(>2) 13(>1) 11(>1)

PLA (A 04080 12(>1) 22(>1) 25(>1)

LA (AB ZL40H) 19(>1) 32(>1) 33(>1)

bt B (B ZL40M) 5(>2) 16(>1) 14(>2)

S: HBEEERIISTAL; mm?: 3min RFEEHR /DN, %0 AN 2T HY I AR IS T /A 2800

J3 e SRR, AR 3 S m) AR s sE B BT A/B G CH RGN, oA B 5
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CRALMAI ABO/Rh (L %5 5 % P B b vt 1) 1

HEHESCS SR &A% ) ISR HEAT A o SR AN 0058 T3 VAT — R SCHRAE ),
SELRIEK 2.

SRR T AL B 2R A RE R, AT B SR T ilm F A8 . R 2 U S5 5
TEREDT A/B AR B HEAT BTSN R BE A PP A5 O A A P ) A AR AN D R 1 g
R, B P AR I PR BEIE s X SRR A7 SR BE PR, S o i A A I )
DR RF R A FE 39 16 ot A 00 79 o B mT R, s N S R FL R AR AN A

RBLIIPAEAFR ABO E RGBS, WARGEREE ulii (R R E K, 6l
SRR A BB ASHISCER A, BRI BRI AR, (HOCEARE VO M3
P AT — LR AR I B, TR S R W REAFAE LR 22 57, AL, st Dt
(3 I AT P T AR 28 2 AT A 4

U P e A AR AL SCHR 12 23 3 R R T 2004 12011 4F,  HASE BT 58 . HLAE
RANTTIE TR IWARHE_Eo— 8. P, B SIRFHA ABO 15 AHK
FUIZER I IS IR, S M BANEAR 5 L. XS SR A0 a2, R R DR KR 22 A 3901
AR
2

WRIGINEZA . W A HE 5S4 R, S H IO ABO IEE Rl A7 o 42l
I, N ALFEX PURSRAN A5 4%

SR
Lo R, W&, AR, ek, RENE, PR, RRRERA (B) W ELSE
¥

50, HERE

2. ME, FBEK, =FKHwEN A (B) MANKFIR R ESF, EERERE%S5E, 2011,

ZE, 2004, 4 (1): 34-36.

32 (21): 2530-2532.

3. Mk, PR¥m, JERE), RAOHE, HEY, SDEGE, bt A M B A e R G ER E
PEEE RO AR M R 520, AR SR B2 7 % 35, 2007, 22 (6): 20-23.

4. RELFT, BT, AT, RECE, REM, BUA KU B 5B MR E AR K i

8T, IR 24, 2010, 23 (8): 481-482.
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CROLILE ABO/Rh LR 25 58 2 N P b v 2 1 158 )

B. TEXIHHLIK ABO I B % % 157 R 2, (T 76 e R TR 95 R A8 4L 40 SR
BT AR R R 2

RN BIEE (Pubmed FIHEN
M), ZEHCHER 454 &5 (Pubmed 8
=, FEMMN 443 5, EHiMEEM

FRYE 3 &)
| |
gD bk 3
A KX '8 K 445 B CER Ex8fF —wXE9R
SR ER 43T
|
&% prie 3
SEMERK 5 5T FSEMERISTR 4 5=

E3BE D

ESERER

XEB IR ABO 1E 52 R BRIHEAT FAE T, B 17 AR ) ABO 4 S RiAh, 2 5 20N
AT 55 20K B ZEAR M, A7 72— 58 4l RVE ) 2 R AR PR 55 RIS LA I A 2 3R A5
NP B AE R AT AR 2 RS

St FRATER R AR SCHR, M7 BRI\ PUR 55 3R IR L0 40 i f o TP . SN A A
Mk P E N VU AR /A= 1 5 e b ABO w2 BURF, W90 T 5 ABO W AY 21 40 i 1) Jse b
0. R LA 14 As, 143 A 243 By, 144 B 143 AiBso RIS,
NPT AL $T B AE XTI, 45500 1.
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CRUE ML ABO/Rh I 7 % 57 % Py BREFEH1) FsvH g il 15t 1

1. “HPLA. PLBRNEPL AL P B 5%F ABO A Z1 40 e )i 25 1

X | A5 2mo Il 27 3mo Il A" 4mo IV %] 3mo N D 6mo N D 12mo
Pi-A Pi-B Pi-A  $i-B Pi-A $i-B Pi-A Pi-B Pi-A $i-8 Pi-A $1-B
As 240 il 1+ 0 W+ 0 1+ 0 0 0 2+ 0 2+ 0
Ax 240 i W+ 0 0 0 0 0 0 0 2+ 0 1+ 0
Bs ZL 41 fid 0 W+ 0 1+ 0 W+ 0 W+ 0 2+ 0 2+
Bs ZL 41 fid 0 0 0 W+ 0 W+ 0 W+ 0 2+ 0 2+
Bx ZL 41 fid 0 0 0 0 0 0 0 0 0 + 0 1+
A:Bs ZLA0 i 4+ 0 4+ 0 4+ 0 4+ 0 4+ + 4+ 1+
T WHERIGEHE, 0 o ABHE; 4+, 2+, 2+, 1+, |+ RREHERE.
2. A FKEwER A (B) JFERAEES W S5WA ABO MV 21 40 i o 3 45 3%
AN SRR o0 28 R R DU B B )RS TRE W
At FH A1
| A 24 A 24 A 34 v A 341 il &
VB 41 248
Pi-A Pi-B Pi-A $1-B Pi-A Pi-B8 Pi-A $1-B i-A Pi-B i-A Pi-B
As 2L 4R Y 2+ 0 1+ 0 1+ 0 1+ 0 2+ 0 1+ 0
Az 40 1+ 0 0 0 mf 0 mf 0 1+ 0 mf 0
Ax 2141 1+ 0 0 0 0 0 0 0 1+ 0 0 0
Bs ZL 41 i@ 0 1+ 0 2+ W+ 0 1+ 0 1+ 0 W+
Bs L4 0 0 0 1+ W+ 0 W+ 0 1+ 0 W+
Bx ZL 41 fid 0 0 0 1+ 0 0 0 0 1+ 0 0
A1Bs L4111 4+ 0 4+ 1+ 4+ W+ 4+ 0 4+ 1+ 4+ 0

e mf ZoREESI; WHEIRESEESE, 0 Fon AN, 4+, 2%, 1+, 12 FoRBHERE.
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CRALMAI ABO/Rh (L %5 5 % P B b vt 1) 1

F 1 ERERNE ARG A/B, 73515 ABO WAL 410 [ SB,  35945 B s A 241
FB R MBS, DRI AR A 2R i T i B A 0 A4 ABO IF e BikEe . 1E# IR 4R
HNUEST A/B BT R, BRI E Shr i, 55 B HUIAR LL BN B B R AR
HYE ABO WAL, SHPURL MM+, HA T

PN ARGFEPIE L T YA Kbt A/B B, EH R ZLA0MIAT 2 7 As, 140 Axs 2
1 Bs, 148 Bes 148 AiBso B 7B IRFI RN BL LT AU Ak, A AR AT 5k
RE G SWAZ A N, S5 R MR 2.

SER IR 4 FETIERL A/B 43 5 ABO WAL AN A S S, YA R RS 0 A L ) B
Fo AFERR I RCRBLFI T . AR R ESUARS S, RILAT LAt A #A ABO IE
RICTA0M, 4R B X R 7 I PRAR G = AN 28007, B R T LA ks AN [ R I8
IR AR A R 4 (K A M T A/BVRAS, DA e R v B R N R AD B B SR, OF
$2 R 2 7 i I 1% P KA B A5 S AR A P (A AR AT 56

Voak D. BITEH A b 2 H i 5B AT A/B. 3 5 P AR 75 B REAE T AR T2 rh 3R 152 15 1
)%, RN AERE VA A A AR I H 55 AT R CERLEE AR Bu) o BEE il 46 R e,
XPERT A MALAA PP, ZoRZE DA Ave Ay A BUFILF AP0, X HidT B
WAV, ZoREDEHE By Bsw Bew B RBFMAMHEANIE. HARERSILE 3.

2 1) TR v B4 5 LR P LR 5 R 20 4 i ABO 2 B AT s PRI
AP AE B 55 R IB LA IA R R T A LT i, L 4E A/B BB, [ PR AE AL
S 5 3G R IS RAFAH L L 40 M o
B

MBI . P ARSI I 5 R, 555 [ A0 4R m rh g ALK AR, G
5N AT U AR A R ) AN, IR T 5 R a2 0 M SR W 7R ) e R

S 30k
LTI BRI, DR, RO B, TR, 5t A FIH B I A AR LS R

RKM RSN, AR IREEZAE, 2007, 22 (6): 20-23.

2. MhEAR, BETT, IR, Bk, RN, B, BrER A (B) WABREE S, HE
WIZHEARE, 2004, 4 (1): 34-36.

3. Voak D. Monoclonal antibodies as blood grouping reagents. Baillieres Clin Haematol. 1990;3(2):219-42.

4.  Guidelines for the blood transfusion services in the United Kingdom. 7th Ed. London: TSO. 2005.
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CRAMALE ABO/Rh ML) % 5 55 5B ) b v 1) 52

2 3. X LAY s R SR

Batch release testing

Performance evaluation Specificity Potency
Positive reactors | Negative reactors
As a minimum, two examples of
the following reference cells should
Antibody Specification be included* Cell No. Cell MNo. Cell No.
specificity type type type
Anti-A Normally blue coloured Ax.Ay A, 2 B 2 Ay 1
Should equal or exceed potency of reference preparation(s) A cord cells AB 2 O 2 AR 1
Should detect variants and subgroups as detailed in the manufacturer’s instructions Aac*
for use
Anti-B Normally yellow coloured Bx. B, Bv B 2 2 B 1
Should equal or exceed potency of reference preparation(s) B cord cells AB 2 o 2 AB 1
Should detect varianes and subgroups as detailed in the manufacturer’s instructions
for use
Anti-AB MNormally clear coloured Ay AqLB, AB. AB Ay 1 0 4 Ay 1
Should equal or exceed potency of reference preparation(s) Ao Ay Ay 2 Ay 1
Should detect variants and subgroups as derailed in the manufacturer’s instructions Bx., B; B 2 B 1
for use
A and B cord cells Ax 2
Anti-Ay Narmally clear coloured Ay 2 Ay 2 Ay 1
Should equal or exceed potency of reference preparation(s) AB 2 AB 2
Should detect variants and subgroups as derailed in the manufacturer’s instructions B 2
for use
o 2
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CRALMAI ABO/Rh (L %5 5 % P B b vt 1) 1

I8 2: % Rh BIPEB NI AR R

Rh [ LA A58 fr e T R s It 75 7 55 0000 IR00 (1) D R AZANR] RS 75 7T 2
ARG S R R BT RS D @R T R R R At S, = AN
HIEAIPT D B =1 A AIEST D A2 5 A DY Rh BB 2

UEAE AR
1E % RhD FHMEFR AL 40 2 1 2975 10000~30000 4 D H 5467 5, 4 D P g e #% th

ZMAFR D RAM K. D JURBERIETIH, By D RASRKAIILLAMM, PN D A&
S, s AhEs Dy BAAE A D i1 D BT sl R D BT S5 A4 AR AR S i A Y
A D LA, LA EARA RhD HUEAEAE, B H AL AIHT D g ALl A B AR 5L
gltdE . WX AR ER S D SRR PR 1eG 5L D HUiR IR EEAT 5T
PR AR PR e R BUE, A BRI D M HK: DUCRAEXIAF D R ALK D $it
i, EFRNESA D RS . HHELAM LT D EEREN, 4 REmREHE R
A RhD B, DBk G Ik iR A7 E IR % D FUs M LA i 45 R I8, S8t
AR A e B AP i L e 2 PR A

BT EDURMRBR, 13505 D PR 550 D OB 7R WY AN 5] ) S R Ry, X I
LA RN A 2 AN A D RALFTEL. 2002 4F #9128 H e B ik o W Bk th i b, A
7] ) B S BE LR BT XA R D A2 R 2 AR ORI Z R (3R 1) B,
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CRALMAL ABO/Rh 17 % 57 % Py BREFEH1) FvH g il 15t 1

1 AFEH TSRS X D 28R RN SR

e

JE N

% BRGNS TR DII DIII DIVa DIVb DVal DVa2 DVa3 DVa4d DVa5 DVI DVII DFR DBT DHAR DHMi DNB DAR DNU DOL DYO

A

1.1 50,82 + + - - - - - - - - + + - - + + v v v -

12 79,83 + + - - - - + - R R +

2.1 23,24,34,44,51 + - - + + + + - - + + - - + + + + + v

22 51,60 + + - - + + + + - - + - - - - + - + +

3.1 28,33,43,49,67,72,73,75,95,106,179 + - - + + + + + - - v + +

4.1 45,56 - + + - + + + + + + + + - - + + + + + +

5.1 42,76,116 + + + + - - - - - - + + _ + + + + + +

52 2579 + + + + + + - - - - + + R - + + + . + .

53 86 + + + + - - - - - - + - - + + + - + _

5.4 32,35,41,44,52,70,88,89,109,110,130  + + + + + - - - - - + - - - + + + + v -

. + + + + - - + - - - -

B F14t

6.1 35,46,87,98,102,103,113,125,128 + + + + + + + + + - + + + + + + + + + +
20,29,30,36,45,47,48,55,57,90,

6.2 + + + + + + + + + - + + + - + + + + + v
91,92,93,97,105,114
31,32,52,56,58,59,62,65,68,71,80,

6.3 + + + + + + + + + - + + - - + + + + + v
81,94,95,97,108,114
26,28,31,34,37,39,40,43,69,70,83,84,

6.4 + + + + + + + + + - + - + + + + + + + v
93,98,99,111,115,134 24




CRALMAL ABO/Rh 17 % 57 % Py BREFEH1) FvH g il 15t 1

6.5
6.6
6.7

6.8

8.1
8.2

8.3

9.1

10.1

12.1

13.1

14.1

15.1

16.1

30,84,85,86,87,100,119,126 + +
27,37,66,77,78,85

33,54,61,74,75,81,94,104,122 o+
49,53,142,143 + o+
22,74,78

39 + o+
145 o+

38,47,56,64,77,96,101,112,118,

- +
120,121,127

54,57 + +
62 + +
38 + +
50 + +
60 + +
53,55,72,76,99 + +
73,68,124,117,180 + +

+ + + + + - +
+ -
+ + - - - - +
+ + + + + - +
+ + + + + - -
+ + - - - - -
+ + + + + + +
+ - +
+ + + + + - +
+ - +
+ + + + + + +
+ + +

nt

+: BH'I&,—: Bﬂ‘ﬁ,v: ﬁ’%’f’hﬁ/‘],nt

o ARAI

25



CRALMAL ABO/Rh 17 % 57 % Py BREFEH1) FvH g il 15t 1

2. ANFEHUAXT RhD FRALHR TS B

26

vl JLD  §D DIIA DHK Al
- DII DIV DV DCS DVI DVII DOL DFR DMH DAR DAR-E DBT RoHar
'y 2 A 1&2 DNU DAU-4
D &AL

DA&RM  #H

epD2a epD2b epD5a epD5b epD5c epD8 epD9
I 1 + + + + + + - + -
11 2 + + + + + + + + +
IVa 2 - - + + + + - - -
IVb 2 - - + + + + - - -
Va 4 + + - - - + + + -
VI 5 - - - - - - + + -
VIl 6 + + + + + - + + +
HMi 2 - + - + + - + + +
HMii 2 + + - + + + + + -
DFR 2 - + - - + - + + +
DBT 2 - - - - - + - - -
RoHar 2 - - - - - + - - -

P3X249
BS231 BRAD-2

. . BRAD-8 P3X290
brdZEEARLN HAM-A BS229 JSML P3X212 11 F1 H27 8D8 JAD7

BS227 BRAD-7

P3X241 P3X212 23 B10
FEF7



CRALMAL ABO/Rh (i 55 52 25 P4 S5 i 4] ) s vk 20 1) 5 )

LHM
76/58
LHM
76/59
LHM
174/102
LHM
50/28
LHM
169/81

ESD-1

LHM
76/55
LHM
77/64
LHM
70/45
LHM
59/19
LHM
169/80
LHM
5717

+/0

+

0

0

+

+

0

/0

® 3. AFEPUAERTTANFE D A2 R ke i A R
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CRALMAI ABO/Rh (L %5 5 % P B b vt 1) 1

MR, AR FTA R ik S D A2 s A ER AR A B, B[]
—Fh D AR, ANEPPUR N, B0 2 EH PR AT LU DIT R 41
R ERAPESR, (HRNAR A 5 Aitikaets 5 DVI B0 sOB SR . FIFE, $FX DFR.
DBT 5 DHAR BU40fE, ARG JUA R DI o fn R4S T B B 5 B 8 D iR N [R]—
4, SURAFEIN LA, #AH FRE T80 TP A RE8E U A L2 AL 1T S SR B I P45
SRR BL, B0, fE SRS S 38,45 M 96 BRI D FREKG AN DI, TR A
RhD fAtk. 7 HRAE&Fh D ARSI H, —@ Bk RN 6.1 HPUAIFRC A Hifh 5 Y
DIV B & A J B2 AR (A7 314 414 9.1. 15.1 5 16.1 )ikl 2 32, A GEs 4]
PERTH B

HEARELAE 1996 4, Jeff Jones 55 NGt E 1 A FEIHTAXT RhD R AL R AH DL 2)BT,
TEXT 12 0 D AZ S A1 9 NRATHEAT I B I, 3 A DA [B] B v FE Hr AR AN [F] D A8 7 4 1R
MEFZERME.

2013 4F, Swati Kulkarni 55 AFEXS D A8 5 RO IR & e ok #E b, mRE R 1 ANF
(e AT T ANIF) D AR S B (ke U 45 RAFAE W S 2 e (GR 3)Me BT A 12 Fh s se B T D,
XF DIV. DVI J DBT A& R RYUI LR, H X T RoHar &R, JUFAR k.

HAl, KZHE PS5 s R A 3 IR S 1 550 b D BOR R R K14 D skox
RhD BAPEREATHAIN . G0 SRIE A —) 7, ANEES Pt D AR R T R —4iiutk, Xuin]
At S EUEBEAT RhD BIMERABGNT, JeidEdt D AR RAL, SEURBIMESE R L. i A8
Mebi D BN 2 Tk, ARG HE R R A A 5] NI T B R 1 — SO I et
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A g H ¢} ¢} 0
B uw A @) 0 0
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F£3 H8 A WHLA B R4S A1 AASELI BT B Bk fsi%

FEA A N
i NIZLE7 B P2 AR AN U A R AR
NN TEN
17.50% (7/40), #Z*)E AsB,
As <0.1%!19] LA
PZ K 10.29% (7/68) [15]
e, R, JHElkEA 1 11.76% (2/17), W#EE AendB,
Aecnd ‘ Bt A
BIRIE, AR AIRIE BN 8.70% (2/23) U5
60.00% (24/40), 49.42%
Ax 21 1/60000(141 i Ay

(85/172) 01
Bl A BT 40.00%(12/30), W E AdB,
Ad BHABIHRE, BRI A1618]
Al PZ N 36.17% (17/47) 13
46.67% (63/135), n*)&
Bx BHAMpIHRE, BRI AR A D21 P B ABx, MiZK 46.05%
(134/291) 03]
31.82%(14/44), W% € ABu,

Bel BHAFIHIE, HARGR AR A 2224 PiB
PE N 27.69% (18/65) 113

W, T ABO IERGE AR, (H ABO MLAVKIR E R MR M, RAE ML S5 %
ARG TR o TR, FEAS IS R P SRt IR 0, T 1 R S 0 — 45 SR A e IE
Hagh il sk, TRIERAT R AR I A DGR A0 B R AT HE, I 1 ¥ R A AL 25 A BT S5
B PUEIRES, B, FE, 59 A 8085 B FEAR P AEEDT AL BRI B. BT
A3 11 25 BURT CFDA {EXTHT A $1t B XA Z R b, ACH o7 LU A2 il A2B TEAY, K
IILASS T A2 M1 A2B, LK B SRSy f, AR b i Mg b oo B [15], HAE B Xk
18 N S 0.35%, X SBMEAYP= A4 A1 RIANGT B Puik sl 17.5%, #&
A, 13 0.006% (T/350275), RHWHRAE—ERE LR T ABO IEGER“HAF, HE1)
AIRE s AR B EALIRF Y O B L3R

AR 55 = Jem 1 o AL 28 B0 T B R S 22 MR A PRBTAT IR AT 18 HRIT B B BTAN MK S5 55
A MG B PRI RGO RE (R4, £S5, K6, £, &Mbt A Mt B HMtkx A[H

ABO VAU S S (IR SRANT T RS B 5 B A AEAR R (M ZZ 2[5, 6], 1% 2L 45 FR W]
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— Yl k% e ABO IR, iRk ABO SR F ] GEME
R4, F-JmE PR AR RSH A 4iiEtkS A AL OB

Monoclonal Cells
Anti-A Ax AwkB ABANTU As A A>B
2A-22 + +++ + +++ +++ +++
2a-93,-10 + A+ - -+ 4+ ot
2A-8 - +++ - +++ +++ +++
2A-12 - ++ - + + et
2A-13 - + - ++ + 4+
*2A-21 +/- +++ - + 4+ ot
2A-2,-4 - ++ - ++ - o+
2A-7,-11 - + _ . _ "
2A-17 - +++ - - - et
2A-1,-6 - ; - _ - n
2A-14,-15 - + - - - et
2A-3,-5 - - - - - +
2A-18 - - - _ - iy

*reacted + with 1 Ax cell Neg with the other.

R 5. 5 = Jm [ brain BB R P B 4IRS B AR S i)

Moniclonal Cells
Anti-B Bx Bv Bs Bn ABwk
2A-37 +++ +++ ++ - +++
2A-47 + ++ + - +
2A-94 ++ +++ + - +
2A-38 + + + - -
2A-44 + + ++ - -
2a-40,-51 + - + - -
2A-39,-45 + - - - -
2A-42,-43,-50 - - + - -
2A-41,-46,-48,-49 - - - - -
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X 6. F = mEPRMA BT E RS A S Al. A2, A2B 41 L]

Table 6

Study of the monoclonal antibodies anti-A

Antibody Red Blood Cell A1 (pool of 2} Red Blood Cell A2 (pool of 2) RBC AxCTSA RBCAxDL RBCA2B
Avidity Intensity Titer Score Avidity Intensity Titer Score Tube Plate Tube 5280635
2A-1 4 4+ 512 97 4 2,54 256 &5 0 0 0 0
2A-2 B 3+ 32 56 10 2.5+ 16 44 \] ] 0 34+
2A-3 15 1+ Zone 40 0.5+ Fome 1] ] 0 0
2A-4 2 4+ =512 =110 2 4+ 512 102 (+) 1+ 0 1+
2A-5 5 3+ 16 37 15 1.5+ 4 15 1] o 0 0
2A-6 2 44 16 34 3 3,5+ 2 14 0 0 0 g
2A-7 2 4+ =512 =120 2 3,5+ =512 =108 i 0 ) 0
2A-8 2 3+ »512 =110 3 3+ =512 =110 24 2+ 1,5+ 3+
2A-9 3 3+ =512 =110 3 4+ =512 97 0 o] 0 1+
2A-10 f 2+ 512 a0 20 1.5+ a4 49 {+) 0 0 2+
2A-11 3 35 =512 =105 3 3.5+ 512 97 0 ] 0 0
2A-12 2 3+ =512 =114 3 35+ =512 =112 1+ 1+ 0.5+ ()
2A-13 2 3+ =512 =112 3 3+ 52 o7 0 15+ 1+ I+
2A-14 3 4+ 256 90 5 3,5+ 128 65 0 0 0 {+)
2A-15 3 4+ 512 100 3 35+ 512 78 a 0 0 0
24-16 4 2.5+ Fone 7 2.5+ Zone 0 ] 0 (+)
2A-17 7 2.5+ 4 25 10 2+ 2 18 0 0 0 3+
2A-18 19 1+ 2 10 25 0,5+ 1 8 0 0 0 (+)
2A-21 3 i+ =512 =112 2 35+ =512 =112 +) 1.5+ 1+ 3+
2A-72 2 35+ 256 78 3 35+ 128 73 (+) 1+ 1+ I+
2A-93 2 3,5+ =512 =112 2 3+ =512 =106 I+ 2+ 0.5+ 3+
7. %= mE bR A B e RSBl B 4ifiRk S By B3A2/A 41 S L)

Table 7

Study of the monoclonal antibodies anti-B

Score

0

GmnNgdd e

=114

=114
62
121
=105
ov
62
100

Antibody Red Blood Cell B {pool of 2)

o Avid it}_r In lEI‘tEi!’J-" Titer
2A-35

(anti-acquired B) © < 0
2A-36

(anti-acquired B) 0 0 0
28-37 3 3.0+ 128
2A-38 1 44 128
2A-39 12 2+ 4
2A-40 15 2.5+ 2
24-41 3 2.5+ 4
24-42 2 3+ 512
24A-43 3 3.5+ =512
2A-44 3 2.5+ 123
2A-45 2 3.5+ =512
24-44 2 3,5+ a4
2A-47 2 2.5+ 512
2A-48 2 3,5+ =h12
24A-49 3 3,54 512
2A-50 2 2.5+ B4
2A-51 3 GRS 512
24-94 2 3+ h1z2

100

RBC-B3

1296930 (tube)

1]

L]

4+
4+
1+
2+
1+
3+

A+
4+
44
I+

49
3+
2+
4+
4+
3+

There was no agglutination with A or O red blood cells
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Lea HJHR 2 MZ179 0.08% (16/200,000), §5F A2 A1 A2B, LUK B WEAYAE b gt X iR I
NFER IS 0.35%, W T A BB HUERES, ke e, [, gt X fE
£ ABO R4 LIAMAMAL FFBLA (BT M. $T Lea), T3 ABO &R ILR A LR 202
0.000028% (£ T /1732 =),

2

ST UL BRI, gn S A B R VAR R |« HER R U B LG LA v
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5 5: Xt Rh BAPEM D ZRREEINE R ERIKHBESIIELEE

E=A4EE (Pubmed, H
EaM, 7588, B
Bk 183 5 (Pubmed131 55,

B A, 757 B 62 )

I l
125 3CHR 43 JoCER 15 2 3CHR
CEI=V:PS HEEH—EXE SEREMR
|
58 B SCHRSI Bl T

EENER
Rh 1% RGMER K D 28 57 272 A 3

Rh (.5 5 G52 551l AR O 1 B B () A R 82—, X 1 1R T4t Rh A5 K40
PR A1 R A ) L I R 7™ 28 £ v o P o s R2U2Y. - A Rhe R Gt e AN AR D PEAR v 11
RHD Al RHCE &R Zi 1), IXPAEEE 7354665 D Al CeBe MAPLE, —MBilN, Rh &
R B 2311 RhD A1 53T CcBe A4 B DU SR AR (U A, ARSI 5L 9,
Rh & [ AT — AN =R B, FEIEH A, RHD JERIEH %A D &K E, MifE RhD
BHAEAS A AR A B A RHD B, 7E 205 A LR 29/ 60%6-70 % (89101, 7F — 1
ARG, BT REF BN R, FE LD ROMBK, GRS AMRTT LU A4 —
(50 D $Hifk, X2 Du 259 D HIEH 1 D RRIONLARET D FUEAE08D, i35
AT IZE T 50 D MR B RN G E AT E . X5 D 1 7AW ERINE, 4K
Z ) RhD A I SUE A B T D HUJ5 A8 55 M 5 B0 £/ n) LU RE 072 2E 5T D 4t
A, B> D Rk Z FELE LRI O FE B, i TRk, REOL SRR SRR AL LR AN B
%, DEL RRNRHUSFSEMAE TS0, DET R0 RIBOssor e fs-10,
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Rh [#E K& RhD R E KRR S RFMGETLE
KRAH 15-17% K= IMRAF, 5-T%H A NFh, 2% ERIE AN FPAER L RhD HiR, X

AN BB R AR R 2 AN E] 1%,
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AP AN A2, 5 — K D PR e, B Ny g2tg, DU JE A Red
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KA, BRY 48 /N R BIRT A Y TG PifR, HF4) 6 HIXBEE 4, JFHAE L 51
MR L, FHDUFE 0.03ml (1) D FHTEAHRRRI AT 51 K e e be. £ K D PUERIECR, 74
68 2 — U 5 8 — IR e B T J L [l 20 A 2136,

XF T D AR S AN, 7E D BHPEZH I ANEUS A7 30 &5 D A8 7 B4R IE 7T LA™ AL 5T D[14-34]
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EHE T
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AW 7E— S X W A A5 RNy, B SR AT U T A 6 B, A

Pt D & H D BBk L =4, Hisd PIvEsA SR alEe, A2 H T D R,

XSS B 5 BB Rh RGP — M TR AR 1 4 2 F 1 1gG Pk APt Rh RG0H

MBI, SR AR R R BRI A1 R Hi I S 44451,

i B A AR LA — et X (A A R PR G0, YA PR A, 7T LK R B RhD
BITEEL D A8 A MK AR Rk, 8 S B SR R MRV M S R, R i 22 4x 4091,
oA L Rgi (kD

2) BN
AR LA BRI TSR A S s, BT D SRR 5 5 R s s B, BTEL, X D

PURALEHER, B PuRm Ry, T RER. EHE AW, BT T HAR

Rh Z 4t ML A B A S 3 S S ) S B onf T IE WA BN, B AR 2RSS ABO RGtHiiAK

AR S B AR R AT 1), BT AL 5 ROF AN BEA IR SR A BEAR 770 RN SRR A s, 2R
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