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(=Y 4T ERF Ext i )L#H £ L% mF (hemolytic disease of the fetus and newborn, HDFN) B X @ L4 . L8 £ %
WAE A ARGEHNHE, TERA D2 AR DR ¥ E W ER AR LT RREE AW FHFHHDFNL I = 0 KL EIK,
HEThERER, FYREHDFNEREHMNTE . AT ERFRF AR MALREEG 7 0 HE S HATHE I €
wWyE, BWR#— SN EHDFNER EHE, REKEANFHDINEZRE AR HEAKF

(k@A) BLFAENLELKE SHELN FTR&LR
[FESEE] R556.6 R446.61 [XEKFRIZAEE) A

A6 IL#T £ )LiE ;9% (hemolytic disease of the
fetus and newborn, HDFN) -2 35 B # 3L fo A R &,
F R4 2t 5 3 R ) 44 A6 JU AL g e o B R BT A 69 AR
B AR ZRE HBANR LR PR, FBOE LS AL
Bl A o e dn 3 A kg — 2 9 06 R g2 K. HDENG
FHIPAT, BERAT R, KRI. FEMN X,
FTHmRARELE, TRIHBILEER L, 2 F
WA AEILGRRathr St edtzaec Y, KA
EVIABO & B R &3 A 4JHDFN % W, — AR ls RIE K
BE, BRAIgGHEMF-A (B) HAKFILEEY
ABO-HDFN%#)4g:E" °', dFABO-HDFN#ARh 2 7
FAHHDFNA £, AHF IR ABE, SRR, Bh™
T, FHR AL ERBATRNZ R G ERLE
e T, Ak A A%, LIEMNS. Kell. Kidd&
Duffy % £ B % %4 & 5] AL R R A2 JE 64 J6 JU#7 £ )L
Jﬁlﬁ'%[s' 9]O

MAEMILF#HEILEFH R AR, LLAE
BNBHERG T ZRA, dmFdash A ik B ILDNA
(cell-free fetal DNA, cff-DNA) AKX F#&m . X
fis P B BRI iR (MCA-PSV) % E$hibm 5, %
A AE W HDENA M AL & /7% . BaTEASS T2
B A (Fda A At i AR 3 d ) "R (A
mpb kR E B igd) U, X TRRE N 6 e
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A&, #ARE. SRR ERI, AEHEEELE,
cff-DNAR RS 7@, BT H#miEnEE N, A5
EMEE LS A%, @ E AHDFN % B E 44 0 & A4
o, MALEENERERAENR B BT EA IR
AR, AR DA —, B HA TG R B
H, MR B BR, 4o 5L B K B R . RAR N
BREH R e FE A, BAHEEEEFATE.
1 ZBEHN

1.1 #nsr % AA KR4Ik . HDFNX ZRhD M
M, KEAERIRFAR. A LR T XE VLR T A A
PG RRA R, FEREVIHF LIRS R
HAFEAT L. BHRE. Wb RI-DEBRKEGE
HHE L.

1.2 HAZR: REE&F K, Fda, BRI AL
EDTA## #23~5 mL, # A LT A FotN, EZ
NP B ILAE (cff-DNA) %l R E IR =16
Fda s F 5~8 mL (EH) , FAMIEILE R &N
RARABEBRBAERFKFTRA CAR) .

1.3 #&al 5%

1.3.1 FaiEd £ A S Eeiks~12)8 Z 4 nf
PATABOARhD o A %58, 40 4 i R AL R 304K 0 3
AR I & Ak et B A T AR R, BRATRKRANE
M ST E AR, ER28A L E, KA BA
&R E LG ke, FarEEt—FHRIawatl
ERFARTSE (BRIL2.4) . EFEHAITHBILEBZA
M A H A AR (cff-DNA) , AAEBILRA,
FRMHDFNIR K. %55 o 2 A £ B A 16 R Z L
K, REIATIEZ NS UL B A A e, Mg st 4T
R F e A AR, FRR 4R AE L6 & . RhD A M 5t 4a
HEBEOHMAASE, BEATHLTHR-DEAERESD
R .

1.3.2 B6)L A B Hml . T R4 B Al o 3 H7 )L e A
HAALBERAREGRE., HERARE. @it
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KA, R hsaE g (Hb) flris £
2,

1.3.3 Hetem: BaEdadn, sFFBTFHK,
FAidedk. ATk, TART. AR EFFFE, A
RhD A M B2 A 2 4n-DEERE G F, HF*AT
B HF A . B AR B A 1gG ot A B AR B 3 B S
cff-DNA. MCA-PSV AZIgGHutk & A ¥ i) . 3247 4w i
B 2RI, ZlR K AMCA-PSVIEM, FAKkZH
Heml oy ls RMAA R HE, LEZREZIN CEE
TR R, T R AR A

1.4 Aol e AL g k. D& FdoW R 5 Z 87 7T 4 nl
RE-daJEIR8~12 B AL By F R AW, AR R-DRA
o A6 R E LAk (3ER-E. #-Ec. #-M
%), RIgGH-A (B) LM =648, 3 FH4 AR
R JEWR<28F . 1:R/4F, EIR28F Z 450, 1k/2
B, BRI TAE A RARLBART . BRI
My BE PR Rk R Y ke, A2~ B AL
&, et hAFF M, BRRAR A B3 A 5B M
MR HEETHEFENIER8A LS. QA KA
ARG RE IR RARAN — K 55 Mm KRG
#-A (B) <648y, JEIR28ABHITESE, #E
A MM RIgGHR-A (B) KM EA LA EF 5%
FARARA M A 55 PR R A AR I R E LA AR, AR
#F-A (B) #MI@Z2AWHBE (i REM A2,
MWL ES) , HAHEAEMNMA: EIR28F E 5. 1
RI2ZR

1.5 #%&m %

1.5.1 3@ A 6ABABO. RiDAR L F: FAZER
Poofe HAbE A0 E B IgMAt-A. #-B. #-D, A
A B, ORRKA b, HFEENXEERMAE
B k. ABORA M & ERERAHIN, RhDhaA
T 22 3K A7 5% ZRhD MM # kX3 . £ F 42 RhD
MR HAEFAM, M BRhDME®REE, 2 amik
RhDMM, BH@A 2 kEmBPlaRkiskE L, &
B FTR-DEAEKEE AL .

1.5.2 Flauamp R AN hmsrbs: 2F2E
Kb A € S IR T S e R R e,
1R AR B R AR E G kAT . Ak R ARG R
Bk, kR B EEmEaRilEREE
PR T AT L 5| A HDFN#) R, 5F 25 4n i o B
T A A AR AR A S iR 0 R . P E E AR A R
HDFN# Ak £ & #1gGH#-A (B) Fodt-D. #-E, %
FIgG#.-A (B) #4i-D. #-E W 5 HDFNZ 5% £ 49
MM S, mA-Ecy H-MAndi-c. W-KF R

e 9] »

FIARHDFN % A A ERiE, RAEZANE L REHEAR
iR
1.5.3 Zdasrm o RN AN RERNE: Fda
RAN FoAR F &S E b AR Fa, TR
WM Z, B¥mk-DaR R HRXANENE R A
& (M1 :64) AFTARE, KBTH “K-D
(IgM) R ZARXFZMHMMNETRABREAELR” , T
AR Rimm g R E L A TER, RAKR
MR E BB R EHFETRE, NEERREN
KR AIU/mL, BSAR-DFR-cERHELL &, T
A BEAT AR R M R A F U PN B TR, KB
B S0 AT 2N A M AR ARAE A R AT R, B K ok
FHER.

ABOM B R & F4algGii-A (B) 4k 4l
2, BKEREFLTLMN ., KA E HABO LA
R AHDFN# % 3:47 T Meta > AT A %3t 5 547, A A
7 & F A ABEABO B R SHDFNA & & &, &4 B
HIRE, A LE#ITIgGH-A (B) #hm ", 1gG
F-A (B) AR A 5 AL A 2K X A B3R [gM At
W, wm2-3R A TB (2-Me) XA G HEE (DTT) .
BROXERARZTGEHZAANREY 0, REHL
P AR B I AR G kAT S R

R AEIgGH#-A (B) M5 ABO-HDFN X % &)
Meta> # & H: IgGi#-A (B) M <64, LmHE
4.01% (R 5 64<IgG#.-A (B) &M <128,
ZHF18.87T% (FPHF R ; 128<IgG#-A (B)
M <256, ABESL.2T% (HFRE) ; 256<IgG
#-A (B) &M <512, RmFET74.20% (HFRK) ;
IgG#-A (B) &M =512, ZmFEI2.13% (FHK
B U, % FHR-D&N 5 HDFN L & F 8 %3t 5 41 B
T: IgGH-DAM <16, X9mE5.40% (K& ;
16<IgG#-DEM <32, KAKE%E33.33% (FF K
%) 5 32<IgG#-Dz ¥ <64, K F81.81% (FHN
M) 3 64<IgG#-DaM <128, XHmEI2.11% (&
KD 5 128<IgGi-DA&AM <256, K% %95.65%
(HRE) 5 [gGH-DE M =256, A% %E100.0%
(FHR) o ARYE AR SR B 42 0016 R R R R IAR R 49
IR E R FHRF R, 2) .
1.5.4 $ 4 mpf ZX% (monocyte monolayer
assay, MMA) : #Z %% 3 &/ FTif4k 542 o F1egG
FARG NG R F L, 3B 3 AR S IR A fm RO kS T e B
HA L m e oL, TR R ALK A T AR 5] K e &
Bty 3% 3542 UL, dedb ] B >20% 75 M £ A e,
FRM 95% 49 9% ) F Bk 97 s <20%H FAM83% R FH &
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R1 I1gGHi-A (B) HURH M 5T IRE #1

IgGhi-A (B) Mt HDFENAIKH (%)

e A 225 J) 15000 % 4t it

B <64 4.01
64 <A <128 18.87
128 <HUh <256 51.27
256 <HHr <512 74.20
=512 92.13

JUP- A4k *HDFN, 28JH K& #F

BEHDENJAU, 4z

FREEHDEN XS, cff-DNA. MCA-PSV# il

FFEJEHDENXUS, MCA-PSVIEIN, IM3% B, 2555 L E)7
TEJFHDENKS, MCA-PSVIAIN, Mg EH. h2h. eRkm. %

i FPEREE % 4 R

R2 PU-DAU S R

IgGHi-DRL HDFNEFGE (%)

e 285 J) T30 % 4t i

M <16 5.40

16 < fr <32 33.33

32 H M <64 81.82

64<H <128 92.10
Ay I i %5

128 <% fr <256 95.65

WM =256 100.0

HDFNRUBS /N, 4k 22 Wil

RIFHDENUG, k2 W)

FREEHDEN XU, cff-DNAKSI, 2% 42 Wi

FEFHDFNX &, cff-DNA. MCA-PSVIEI, ¢ B, =Nk

EJEHDENXUS, MCA-PSVIEIN, 3% F . B s, s

EEHDFNX, MCA-PSVYEMN, IM3E &M, BHHNHIMm. . A
FERE A LR 01

BT, %K AR RN AL AT A HDFN® = &
A2

1.5.5 JeILA R . HH KA 4EdR =16 B 54391 5
fn, BATIEBZANMECI-DNAK R, 8 hA % w5
B B AEILH BDNASRI, )& 3422 & A EHDFNRK
%%, RhDFA 3 da 3 75 cff-DN A K ) VA 5 2 6 )L
RhD A K B A, =T A 4 xf b 69 i 47 > 37 B 41-D %
EHREGES, BERLERAY, KT AR-DFAt
ATCfE-DNAM R, T #, ¥ Fda = 374k & 47 kU,
1.5.6 J6)L A G Hm . R EH AU #F K6 LI b
Jo RERF b, HATHABRAREGIRE. # 5 RAK
KE . LMK AR A Hb A e Zml 2, A
FRIB L F Ay sk L R, X%
FABO A2 Ltk R A B ik (B, #AH0E) R
K, ABO R L VIS HARK AL F Rk, e OB
A BRI, A RAE T A& BTHDEN, ##&
K B AR TR R HDENS W6 T 2483, BT
F W E N, HDFN B B 4206 R AN RAH D .
1.5.7 B+ & &2 (fetomaternal hemorrhage, FMH)
#ml: FMHEZH BB AR, ZE2EEE. TAX
TR, AR RE UL 4m 0L 22 B FE 4K £ 1) TR EE N AR R
R AEIR, FlRBILE R LR LR M, TR G
FPERL, TAKEA, LEaK". FMHER A BT
WA AT RAEILE ARE, A HDFENA £ N
Fodi AILTAG, 3 FRhDMAMEEEHR-DEERE
& (immune globulin, Ig) WA E. M FE T ER
AR AP E EXREFRAXN MK, THEBILL @I

wetl, AEFEIILE RS, BRTIAA S BILE LT
F| L 5 F20%0 (20 mL/kg) , IAAAKEEH
dodn, 2246 R LS BTHDFN, o5& %6 3t /7 4k T
TP, IR <208 B FMHE — sy, R4t
AFFMHA M . 44 >208 #9RhD M M F a3 X & M F
M A 54 RhD A M #7 A URY, @ % #HATFMHA R . 4R
FEFMHA M 09 B )LE 3, —f&F LT, 500 IUH-D
Ig T # 4 mLAs)Ler4m A, 1500 IUFE %12 mL,
MMy EOEREREERXDFANBER,
WHEZHN THAEFMH, 2B L@ B<2 mL,
500 TU#-D Ig- AF R ILLc e, H M ILL i
>2 mL, RAARX 2R ATD ML g9 Jo A 0 5k
KR B EA-D Igh P, BRAME E KR
(kleihauer-betke test; KBT) ZFMH® A # 0 7
%, BBl &g (HbF) RBRAE A B T RALLE
8 (HbA) , Flahih i ZBMMWEFREME, RA
S HbOF4ta AP 4 e &, i R 5 B I5 )L 4r fm o Am
Zlatrm, RHMETHHREEmIE L A min
Yol A A Z G )L ity e, EEA<3%. AX
i AR (flow cytometer, FMC) : FMHIE X 55,
B3t R AFIT G JUHDF 4% 57 M4t iR B R A itk , A A
FMC#& 4 # £ Fa ik ik 1, A S5 AL S0 5
Y3 4h B o B6 JUHDF 4 4 B, 5 A7 3 B A6 )L 4 2 L b
B, YWKBTH ERMESH. TELMKIE.
1.5.8 S &AM IgGRA RN : TgGRAKA 47 LA
IgGl. 1gG2. 1gG3#IgG4, & T Ak EAMK A F T
EEA A TR, 5L ie st A s BEAMREL IR A
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AlgGl>1gG3>1gG2>1gG4d. 5T & 2 M 1gGutk a9 F
g F o ZIgGEA 0 &F, TIRMHDFN# X £ #
FEFEARE. F RN T kOIS0 B SRR
B (ELISA) RXEAAXMER, TEE>MHFEh
FPIgGRARE Z A QR L 5 ok, # B AR B L
RRAFRBRARFFERE ., ALK T RS TFiHR
R, MBRAREFGERARALESLS, EHAERK AR
PO AAIgG LA 69 £ 30X A, Bl IgGHnth T A,
BAERAR, ol 2 RAF A AR AR,
1.5.9 68U K&+ 3 kM2 (MCA-PSV) @l
o IgGRAAM A I FHE, RA S EHRFHK
BEATHE )UK R P B B iR (MCA-PSV) Ml &,
WBEBILR OO REARAE, OHEBILBEFA A
RN FEATLBNIEILR 2F2E, HMCA-PSVIA
>1.5 MoM (W1as) B, Bp&ZatiTis R+ 2,
2 REEH
2,1 ARESER: #EELABRGS SN EEE A
RN A RIS, 5 AR LR R R X 5 4R
Bk, REEREMMe Mg, 2R EE, 28
HAEMNERTH, REZRE5MPEMRMT, &
REd, 2hFEARNERATH, FFHEA. 2
EHmBEE, LA,
22 ARBRESER: HTARESRGEHRETAN, 4o
A A EAN . B NS, FRARBYFERE
PR P A B8 A [P A PR, AR EGX 3R A9 R AR ML
KAEHEZAMGEA LRGN ER « BB (BRAF
BRERFALEFFPSHmAaft) , KAS (LEFTR
Bpw) , R (AFEFL+F ik P o haf
RE) , BB (LALALRPCRAFRLET) , £
WM T R P CRBARLE) , @K (LETHR
BP OB E) , hl (BREE LR TS R A
RE), PL (REEZERFHRERM LA ,
Evh (BAERZERFLEFPSHEN—ILEE
), B (AFRFHF=ZExaFf) , A% (K
B EEARFEEF P M) , kel (kg X
FHZERH A .
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