Il A 1 3
+ 260 J Clin Hematology(China)

SR 2012 4

25 % 4 1

Rh m& 55 D =4 45:-D #1651

B!

[xgm] Rh B b ifie s ik
[(hEHA%S] R457.1  [ZEEEE] D

Rh Jfi 7 2y if B2 2 S py i B R 4, 2
& Dic.c . E il e % 5 Byt lal, o D 1) H A 1R
gt P B0 928 D L R g A T A L O A i Y e
Ji, R EIEEE XA Rh H+, 5 D& RhD il
B AR S, B 5 & D BUE AR Lh 3R A 50
A HBUR B . TEE D OBH P A R A 2140
MM A 1~3 FAH0EM A5 D AMELLLL 4N
Mo M 29F 70~4 000 Mg . 5 D AME TR
fERMLESRRZEIHEAMKE L., AHES D
BUa] DL At D[R] b G 52 044 5 | 2 Fai it Bz 17 LA B
A RS A R R AR Yl e R T B s A DS G L
KA ZGE FE 5 DA Rh BH A AL 25 6
T55 D 2104 ik Rh FH G JLEE Rh B4 22 0 4 Uk
g5 D ARG LR 26 4 SE it Rh [B] fMp ey iy . &
fiT#E 1 )22 a7y g 2 385 D AL A 5D e
1 ). ARE T,
1 wENA
1.1 TWF5xTg

B35 & IR 3 WL IR 4 G 20 [ di-
D 857 [ 30 A & NovacloneTM Anti-D IgM -+ IgG
(NDMG 04904 ) ., Bioscot® Monoclonal IgM + IgG
TH-28/MS-26 (BME0703A) # Seraclone® Anti-D
(RH1)Bleng BS232(1gM)/ BS221/ H4111B7 (1gG) 5
Pi-CPi-—c Hi-E . fi-e o A3k & A A O B35 20
B CHE 5 45 51 . 20100603, 20100502, 20100413,
20100317.20100321 F1 20100912, | ¥ 11 7 A5 ) [ 24
HIRFEAFD . KUBOTA KA-2200 4 i 15 4% 550
BLCH A AR D A & B L AL B A A PR A
A]),DK-600S = F{EIR /KB (LR AL mit&
HRAFD .
1.2 RhD % E

P 4 MR E T % A RS 40 DA
THABRE B, B AT &S W™ . it
ik M E. SH L6 E.3 1 O Bk
Mo A i G A P M R L ABRE R A 10 4
O RUTE 20 MO AN 2 B0 9 e 5K 3= 780 40 B fldo TR 4502 .
L3 41 D il A

4 LA R D 5 L B AL ER A A ABRE T
AR, 3 A 2 ka3 ER K rf oA T B A L T A BR
A A D A

b 2 MR ZRAAAR AR S P GRM,L11003D)

[xE=HS] 1004-2806(2012)04-0260-02

L4 ikt 1

34 O BIBU (RO e 48 R R, 24 10 4
O BIJE A0 AT 2 A4S FRR % 2 5T D Bk 40 i, % 5
HERWE 1,
L5 Rh HAth K146 ] 45 5

Fo At P4 7 A i 2% R R CeEe,
L6 Hi-D Hiksm

e FlR) 5T A BR R 1O 3 50D SR b 4.
2 it

E AR RhD HU 5 FH B Y L 3R 25 2
99. 7% HUIFFAMEAI L R 0. 206 ~0.3% .55 D B
AR R 0,012 . HATHE 4 Rk s D &Y
HAO SRRy DEEEA APLEE N
L. E AT HATAIA 2 fh, —F R Del K
Awgs DAY, 55—k gy D15 A,

®1 BELRAEBEREIERARBERYREER

38 4 W 2 2 Sh=d B AR 2
D C E C e
1 7l I 0 0 e I
2 + 0 + + 0 -+
3 + -+ 0 + - -+
4 of = —+ —+ -+ G
5 7l 0 = = T I
6 + 0 0 +  + +
7 0 0 0 + - 0
8 = —+ + 0 = +
9 0 0 0 -+ + 0
10 —+ 0 + + 0 +
11 0 + 0 0 + 0
12 0 0 -+ -+ 0 0

ARWEBRENFH D HEHMHREATERE
U= A Hi-D $i&. S8 T Bk Rhoifil B2 D 47 )50 5] 2
A LB RS . HAT E2EA 3 R By 4 it . O 1
W2 = iE b D @3 i3 DNA X6 fiil] Rh(D)
MmY, s e 22 9 Lk RHD & H & + 8 H
DNA fi il 5 JL Rh il 2 @ P~ @75/~ /5 72 h N iE
5 Rh 40 2R3 H P 1E 91K 52005 B B .

Rh ffil B # 4 2 ABO B R LIS R B A IR
PR SCRT £0 40 M il B9 22498 . I DR b« 88 K 21 4 i
FmakZ DHIRAFR A Rh B A, D 1 58

(T #5264 1)



264 - i A& 1AL

% 25 %

[14]

[16]

(17]

(18]

(19]

(20]

[21]

[22]

[23]

[J]. Transfusion,49:495—7504.

BURTON N M.ANSTEE D ]. Structure. function
and signi? cance of Rh proteins in red cells[]]. Curr
pin Hematol,2008,15.625—630,
NOIZAT-PIRENNE F, MOURO I, LE PENNEC P,
et al. Molecular basis of category EIV variant pheno-
type [J]. Transfusion,1999,39.1035—103S.
DoSCHER A.VOGT C.BITTNER R.et al. RHCE
alleles detected after weak and/or discrepant results
in automated Rh blood grouping of blood donors in
Northern Germanyl ], Transfusion.49:1803— 1811.
BUGERT P.SCHARBERG E A, GEISEN C, et al.
RhCE protein variants in Southwestern Germany de-
tected by serologic routine testing[J]. Transfusion,

2000 40
o

Vool

PHAM BN.PEYRARD T.JUSZCZAK G,et al. A-

nalysis of RhCE variants among 806 individuals in

: 1793 —1802,

France: considerations for transfusion safety. with
emphasis on patients with sickle cell disease [ ]].
Transfusion,2011,51:1537— 2995,

PEYRARD T,PHAM BN,POUPEL S, et al. Alloan-
ti-c/ce in a c+ceAR/Ce patient suggests that the rare
RHCE * ceAR allele(ceAR) encodes a partial ¢ anti-
gen[ ], Transfusion,2009,49,2406—2411,

HALTER H C, LOMAS-FRANCIS C. FUCHISA-
WA A.et al. RHCE * ceCF and RHCE * ceAR each
encode a partial ¢ (RH4) antigen []J]. Transfusion.
2009,49:138A—139A.

PHAM BN,PEYRARD T, JUSZCZAK G,et al. Al-
loanti-c(RH4)revealing that the(C)ce® haplotype en-
codes a partial ¢ antigen[]]. Transfusion, 2009, 49,
1329—1334.

HIPSKY C H, LOMAS-FRANCIS C.FUCHISAWA
A.et al, RHCE * ceCF encodes partial ¢ and partial e
but not CELO, an antigen antithetical to Crawford
[I]. Transfusion.2011.51:25—31.

JEREMIAH Z A,MORDI A,BUSERI F I.et al. Fre-

quencies of maternal red blood cell alloantibodies in

(26 ]

(27]

(28]

29]

[30]

[31]

[32]

Port Harcourt, Nigeria[ ] ]. Asian J Transfus Sci.
2011,5:39—41,

DAVID J, ANSTEEL. The relationship between blood
groups and disease[ ] ]. Blood,2010,115,4635—4643.
KITAZAWA ], NOLLET K, MORIOKA H, et al.
Non-D Rh antibodies appearing after apheresis plate-
let transfusion:stimulation by red cells or microparti-
cles? [J]. Vox Sanguinis.2011,100:395—400.
CHATTER]JI K B. Importance of phenotyping PH-
kell testing in India done in entechnology at aims
[J]. Vox Sanguinis. 2007 :60—61.

BUGERT P, SCHARBERG E A, GEISEN C, et al.
RhCE protein variants in Southwestern Germany de-
tected by serologic routine testing [ J]. Trans{usion,

2000 40

PAVAV R R )

FRANCE NP.KETTY LEE PY.PENNEC R. RHCE
phenotypes in black individuals of Afro-Caribbean or-

:1793—1802,

igin:identi? cation and transfusion safety[J]. Blood.
2002.100.4225—4231.

ILONA H,LENKA V,KLARA V. Non-invasive fetal
RHD and RHCE genotyping using real-time PCR
testing of maternal plasma in RHD -negative preg-
nancies J]. ] Hist Cyto,2005:53,301—305.

ILONA H,KLARA V,JINDRICH D.et al. Non-inva-
sive determination of fetal ¢ and E allele of RHCE
gene via real-time PCR testing of extracellular DNA
extracted from maternal plasma samples using
QIAamp DSP Virus kit[]]. ] Turkish German Gyne-
col Assoc,2007,8,140— 147,
GEIFMAN-HOLTZMAN O.GROTEGUT C,GAU-
GHAN ], et al. Noninvasive fetal RhCE genotyping
from maternal blood. BJOG: An international [ ] ]. ]
Obst Gyna,2009,116,144—151,
NOIZAT-PIRENNE F. MOURO I.LE PENNEC P-
Y.et al. Two new alleles of the RHCE gene in Black
individuals:the RHce allele ceMO and the RHcE al-
lele cEMI[] ]. Bri ] Haematol.2001,113:672—679.

(A58 8 .2011-08-20)

(L% 260 )

)k Rh PHMEL B . 6K B 55 D B2t A.
T2 U i Il B UR e AR BT DL W RS i B
ROD FFPE 0 o AT 384 0 I e o sz o 1 2 A 36,
X Rh 85 D otk 2 #F HiE Rh MR . 25
A A L I g AU Bl 2 B . B e, AR I
AN Rh i 89 £ 00 2 L X4 I B a1 72 42 L
K Rh [AlFp ez i piid R EE N E XL,
e

(1]

WAGNER F F., GASSNERC, MULLERTH, et al,
Molecularbasis of weakD) phenotypes [ ] 1. Blood.
1999,93:385—393.

MAK K H.YAH K F.CHENG S S, et al. Rh pheno-
types of Chinese blood Donors in Hong Kong. with

special referellce to weakD antigen[ ] |. Transfusion,

[3]

L6]

Erd

1993.33:348—351.

SHAOCP.MASS ] H,SU Y Q. etal, Molecular back-

ground of Rh D-positive , D-negative, D (el) and

weak D phenotypes in Chinese[]J]. Vox Sang, 2002,

83:156—161.

AVENT N D,REID M E. The Rh blood group sys—

tem: a review[]]. Blood.2000.95,375—387.

RESC, ZHIT. XUHE L 5. — 55 DLS MR Z W 5E[)

B EE PR 4R ,2007,2(24) . 35— 37.

LI R 7 AN i i TR e o == ) 2 v R (=R W

(M. A5 AR RS L . 2006258 — 261,

HERE MG . RESC PR R AT, 1 & 55 D R IA A4 3 Del

ST, A i 2% 5, 200316 (6) :392— 394
(4% B H.2011-11-18)



