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ML/ TE 5 B LA 1 1o Pt b A P E AR . i/
S T T A AR ot/ R A P A O TR
TR (platelet transfusion refractoriness, PTR) & £ WK i 1E B8 %
B LAY IR BT, BRI A I/ NS /MR TR An 3
HAA AR R R 22 U LA I AR BSOS AT AT G, I 2 i
IR A R A i 14 RS, A 5 ) 42 4 R A A7 R AT SR R 25
Jab, DA BB 2 ARSI, PTR A8 2 PR s A2 i it 348 i i 1.
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HRTIAN  PTR (144 A O T BB MR R R B R L) K
Sl 2 AL A ) 200 2 B A AR DG R R, LR A ARSI T AS —
S ARAG . S SCRRARE PTR &R K 10%~27% , (HAE BB
TEVB RS o K A RN 30%~70% , 7 1 1120 M A% A 58 2 5 )
SR MRS R o R A T g S AR e R R A
PTR , B L] 25 VAR A T2 BEHT, Stk PTR A A<l i
INT 10% , FE42 32 M/ I fR) £ oy, etk PTR R AR R EY
49%~8%">* | Ji Ay AR /DN A 5k 1 7 BELAS
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BLAEE il /IS A RE SR AT 35 17 2380 B It/ N R 384, 1
MBE PTR AT BE , T 230 o 155 i 100 i/ A H i 3 s e
EHIWT PTR A i J5 /0N B 45 5 09 3153 07 v H v Gk = 3t
P BT A T A ORI A b A 4 - D% 15 4 5
(the post—transfusion increment, P1) ; @ Ifi. /N K & F 4 H (the
percentage platelet recovery , PPR) ; @ IE 14U & (the corrected
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DA A i 1A 25 ANA TR B, D)% J v T3 . PPR=PI x TBV x
PD™' X100, TBV Bl 4 Ifil 5 & [ total blood volume (L) ],PD Rl#iE
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PTR A G 1Y e R 3R A 456 Hhy T i, e Ok sk RS M 22 5% T A
KA YR (human leukocyte antigen, HLA ) Fl/m A S fiL /Mg
15 (human platelet antigen, HPA ) 513 A% [7] Fp S AR G gie . Hofth
B R ALHE ABO ML ARG i/ A SR (a5 il /o
A B PUAAR I PTR) 2541/ Mok 2 11 52 S ik
7. HLA RGEHh iy i 2 25V 0y 40 i 2 T AR AL, 3k S 2 1
T B P 58 X A 3RS AR TR, 78 i I R A 1Y PTR
o, i HLA STk i PTR 5 80%. % i j&: HLA HUIA £ 1)
FER . SN E ML AR HLA 7373k e, B4
WA IR T 5 223K 25 T4 HLA 138431, A~ /M R T
5 5~12 JTA> HLA 128901, 2140 g 3 1fi i /03K HLA 3
5, PR L P R R R R LA DG HLA Bl £
JER . 220 i HLA BUBW XUR: S 23% . EHT HLA 128
Sy Bt HLA-A RIHE HLA-B J& 380 PTR () F 2401k,
P HLA-C Foifhs > T30 PTR™ . 2 Ui 1 £ 3 vl BE 257
FEERREDLA IS 6~8 JH AN ] HLA $UiA , X S i LA 76 18
S A OGP I/ NS i 1l i A BRI PR S AR & HLA
B o) — A FERE AP R, LR R A R R S A
BIE ISR 11% , >4 WIEIRAI XU Ky 32% . SRR IS 7= AR 4T
A, Zoid ZAE B LA4F, HUATE BE T RE 2R TR BB, XA s
BB R N 3 I T 200 MRS A RS A W] BB AR HLA BT A DA i 5 2
PTR. BR T 42/l Fh 54K HLA $UR I DESARI, 23 09
AR 2 e SE S 7 A [ R S AR G BE T 77 2 HLA PR E I
[F]F OG5 . HLA BRI 7 ik A 458 20 UL PR A HSE 1r) 240 B 718
5 (complement—dependent cytotoxicity assays, CDC ) | IfL /N A B
% 9% O X 5 (platelet adhesion immunofluorescence test,
PAIFT) | 550 B4 (AR S P 181 5 it /] AR B0 53X 8 (monoclonal
antibody—specific immobilisation of platelet antigens, MAIPA ) LA f&
Luminex -5 BIRER T BoAR S, Hoh CDC feze i, (HANE i
JE T Luminex R T H AR SR S, (HS1E PTR B9 HLA $iik
S5 6 B (mean fluorescence intensity , MFT) FLE 1 A TE2E

T HPA 5 35 i, 5 HLA RZEAH L, HPA REEH AR
AU IS Sk, S HPA STIR SRR PTR AR UL, 7E 2%~
8% B2 U LAY L/ AR A 58 2 AR TR HPA BT A ) o e 1R
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PEPE PTR A5 24t
3.1 ABEME PTR B/ MR TESR MG FiE HLA FI/s HPA DU
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BIR . W TREN T PTR EFH TR E PLT fvE 19 B (4
T A B0 AR IE , 2 B0 00 R A ARAB 7E /MR R T
10 % 10°/L B 75 22 751 9 1 12 /ISl , L T SR T B LR 7
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3.1.1 HLA-A HLA-BHUJRPCEL M HLA-A 1 HLA-B BTl
55 R A DG I 9 R L SR SR il /R SRR, ATk R A
SEARGRE () RS o T B e R HLA 3k R C 2 s ol
B A N RBARAS HLA BeBU 2L | [RRT i B4R R Mk i & 9 HLA
TC T GERERITAT 78 R PR A IR 0 (> 1 T LB HUR ) o X
T % 8% B HLA-A F1 HLA-B 470 A9 58 5, AR wfE 4k 15
HLA PUFEVCEL A il /MR . ZE3RA HLA B 58 4 UG e 14 1/ R
AN 5 S0 HL AR 2% o AR M AL S bR R R 0 H A
Fr b 0fiE HLA 5842 PG HC Y i/ 4 R Al PRIFE , w9
B RKIBTT e

3.1.2  HLABUOREE Sk R 8k /MR g i e B HLA
BUAAHD [ 05 S 04 2t /NS CRIRS S PEBO AR [l 3 ) i o R
FR I /N I T £ (0 HLA HUIR, R 75 2 5 5 1Y HLA
PUIFARVCEL o 0 0 AR S 1 1000 e 39 e == A4 07 0 I 174 4344
i, A5 PTR B HLA B MFL BIE i B0 38 AR, A 0o &
PRECFTE HLA HUiK MFI S48 (Luminex J578) K 3 000, %7
AR S HLA UV EC A 5 3402, 3 T rT 328 i 41t
BHCE SRR TR AR T IR ) HLA P gdis , LA —
ANPER ) HLA BIMEIRFE (> 1 TR (HZ TEEIA RSB T2
G g2 ok A% L AL R R R Y S8 A VUL, Dy TR BERERT A SR, HR T
HLA HUFASVG A AT 3 — 25 [ fp S A e e v e KU . |
T, B 2 F R PO B2 T HLA B A | 7E %
PTR 3 HLA HUiRpyILat o] B4 (AT ik

3.1.3 HLA RAIVCHC+HUA EE ik o b w2 - I ag L b
IR HE R A2 SRR I, AEIAR B AT A AR # [0] 1 HLA 9t
JE B AR A e . HLA AV UC fid (HLA epitope—matched,
HEM) 25 5 1T #5219 HLA $UERVCHEL . HLA B A2 F)
FH AL R AT 230 8 R AL S AE B R R AL AT E e
MR - 2 (R A0 25 P, A F HLA Matchmaker 284 Chttp : //www.
hlamatchmaker. Net) #5475 24k 23R8 & A9 10075 100 S o7 M 4 A
RS ST 3 32 A A L Y TE AL, T B IR AR A B U A R 1
I — TR g P 58 S0 B HLIRER ™ SR T HEM /MRS 7
1€ HLA $TEA 519 PTR &5 T A9 VE T, HEM FUbR i B 470 e DT
B it /NS L FS 1 /INESE PTG B 22 5 it /N TRl ot 2
SR IS ) R 2 R AR AT 25 53X ZR BT HEM (9 /Ml T
JHF HLA R SARGREE PTR R, e VL e A L RE A 4%
A FH 1L/ 5% U

3.1.4 I /RS A A2 R ARAG A MR et B
AT 2R 3 , AL /INHRRT BB M 3 =2 TR R AT 58 SRR I , Y3t i
375 b — 2 /N 198 J52 0 ARG A AR Gl =2 I g e ) 3 O
JINHR B TA A 2 A8 SRS , A D I 1/l ke 45 ) 2 K o )
T, ZHT HLA JUiK A 4 LLEARA B . 238 XLBCEL IR 3y
FEARAHZSE B /N B 1145, 5 HLA B HPA HURARZS 0 0 30 45
A (AT 2 HLA RS PR S e ) . B ES R L &
S ) S R 2 11 R R B8 1 /N s VERAE 1 HILA B RO
VEHC W] R 16 S5 AT & A= [ S5 A G 328 1) XU , 52 1) LA J i it
HLA VEREC# /MR . B A4 E 2 R AN 0 B 458 PTR
() BB EAT I/ MR SE SCFE R TR A T S5t Ml PR S 321
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RIS, T BT HPA HUoARAG I, 48 HPA Piks &M PTR %
ARARIN . UNSRAFETEAT AT HPA BYPLIAR , 5 B4R ZE 0 i/ M
DRI AR o BB AR R T RE S BB A A IR AR R, By
(RR il
3.1.6  HAHRFES AN O /MRFLLmE . etk
PTR & %A HLA/ HPA 78 A9 ifn /M (36 AR ol 52 s i (6155
TR R FFLL R TE ABO (R B BR i /MR AT RE R A RIR YT A
B £85I T B QR BERLDL M/ . PSR G R K
JEE 53 A T RESREAEVT L R G A I /R BAT o TnSR R 12 R R
PEOR A AT AR AL , 32 & B X RKE HLA Bl g &
AT, A 3 AR SR T XU | R I 2R 7 2 e A A 104 A 32 3
SR ke G A SR 8 /MR . B3ERE HLA-T 2890 A A 1 /)
Mo WFIEE M, 9% ~ 34% i fA i /i _E HLA-BS \HLA-
B12 Al HLA-B35 %5405 F RSOk A 2, il HLA- T 25k
AR /NRBEIR 5 HLA R AR % UIHC, i B Ao
L3 1 AR RESR AL AE A /M HLA IR BB DRI R 14
ANIE o @I/ INH T ST SREm  I/IVER R 26 58 HLA BUJit, mf
A PR AL /N SR W B R 5 1L 3 s M T Y HILA oA, gk
HRNAEAEAR SR Y HLA-A2 FU, )2 4 HLA-A2 HU)5BH M
ML/ RAE R BT | B A — HLA-A2 BRPE /N LA, ]
PR M/ IR . @AMARIRIFHTAYT . AMAREE 7] F: 3805
HLA FLRES A 0 /MR % 38, BE9% 8 28 #MA ) HLA Hiik
(TegG1 1 1gG3) E [ fE S5 PTR., A WFFTE /R 10 4 PTR HiE
Z T R AMAEMHI R eculizumab JBYT , Hof 4 £ (40%) (B #
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[ PTR , i2F— 25 N FH IR 5 KU A I A 1R 6 S

T IO SRS R & 2R PTR (R A 2%, il ey 5
AR s N ZEALAE, Nk, RO R HLA DS P2 A9 it /N i v o fE
SR TCRY o TCVE R FART o it /DN o 700 i A, A0 DB i 7 s ) 48
BRI H i 5 /AR T 093 m (R S 1 h A1 24 h 6910/
0 o W HLA 7 J5 DG 2 it /)N A B it i A9 it /N A 34
5, T DLAS — I ] B2 7R Ay HLA 5] S5 4 60 28 114 28 3 2 A T
PRk QN SR Rt W R 2 ] FLA BE D e /AR A 5
X HLA Bt J52 VT FE 9 10 /0N A B 3 B AN, P3R4
SRR, LU 5 S s )
3.2 HUEASEPTR M HIRG KRR HRTHFE R W, 6 40
U/ B4 LT T o T I 56 PTR R & A o i o o i
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B J3 FZ  B B IR A DG o IL/INARU AT 11 400 B B i 4 T i
FHLA [RIFp S ARS8 , 25 AN AR A LT8R 43+ i 1 B B0 I mT A
FAAI HLA [R)Fh S A4 S8 S W A AR A PTR . [RIBE , FeA A FL
RN SEET XX P A A . TRAP BF9E B, 1L 25 4 nl
0 HLA [F)Rh A Gy K AE T RE(H 45% B2 17%~18%) F1 [
Fi etk PTR N (H 13% F#E 3%~4%)" . EINE K, i
S it L ) o 2 A0 A S TR AR S e 3N 19% B F
7%, [FI R PE PTR M\ 14% FIEE] 4%, SR, 2% (AL 4B F
BA S8 AT IR IX — A1, 5 A 11 40 D 2 1 1] R S e
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