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L. X

[ITP D BAEZIHRDEE]

BN, AEBROLHEEICDONWTRET. ik, A%
SR AR O /N & U TR M I/ N A 1
%8 B % (idiopathic thrombocytopenic purpura, ITP) &
LTHsNTE, LML, TORENFIL/NMIECHT
RERLETHREREICEIDZENHSMIINTE
722 &, RREERERDEVENDEEET D EN
5, EFEAYITIE ITP 1o M iR s A iE - (immune
thrombocytopenia) DW&EEE L THW, JRKARBHOHRERK
DITPIZHH T D EE — KM (primary) ITP, &0f
T HEE (SLE ® HIV EH72 &) REANTKKT 258
&% kM (secondary) ITP & KR EMNIRIEBEINT
WaY, FHUCHEY, RHA RTIITP I35 /MR
JEDREFR & U, KRR WS, /MR
PWMEIT K ITP 2BKT 52 & &7 5,

(Fhr775 ITP 2R A 4]

ITP ODZ WL TIE, AFITHBWTIL, 1990 F)E

ZAfF 20234 1 A10 H

B 20234E 5 H 17 H

FBHRAA RIEREEE
VRO A R I e i
PAARERKRE 7 VILF—IBERANERED B
P EBREEEAERY BREEE S Y —
MEL R e N

WUNETRYVA L N

O BB KPR R S - WA R
TRBRZFER S ESRVTERNE - JE5 R
S BRI Y —

O b R RE

HARERBRREEE M EEREH R DEET SN

=W HEEN T I WS NTER, ZDOZREETRRI
ZHMNHBLTHD, T THWS RN TWS PAIG
(Platelet-associated IgG, Ifil /MRS & 1gG) 132 DR R
ORI hs@ LJ?E’Jﬁﬁ{ﬁWRw_&Z’ ErmEEIN
T2 EHMBEIIZITP IR RN 2RO BN
&, 72;E$§AM¥EE&§T®Z\E‘I‘®3WE%?§*L'C%f:”o
HICHARBEZMICBWTIE, BB W T/
BUDINRIT T BDIERD D D Z &, EFRIALICE ST
ITEBERENBLT USRS SN, TP &8
BINDAREMEN DB, EEE, HBMEITP L2 h
TWEbDD 10 RENEHAETH - =2 ENWmE
ENTHDY, Wokk D B EAERBIEE M OBEE NS N
APV TIRZOEREERIDENWEEZSNBY,
UIHRHEC B W TIZEFICHZD ZOMEIZED A,
2006 £121F, PU GPIb-Illa Hifk A B Mg (ELISPOT
%), IMf/NFEEHEDT (PA) GPIIb-Ia Hifk, miE ko>
AARITF > (TPO) WE, MRiMm/NMRHE RP%) %
B0 ANZZWHERZIREB L, S0, 50N
A G < —H—DOH T TPO JEE B LN RP% & & H4)
25 I/ LRI TE & B W T B 7o Te e Wi S E & fERR U 7z
INS DOINA F = —I3 i/ MREEIE O TTHEIC K B 1/
Wiy D45 e & I/ IMROE A B =T b En D
ITP OJFfeZ KL TW5Y, KBIHEEITBNTHE
SOEBOBHNEETH D Z EIZED DTN, H
AR BB Z 5 SR T Rl /IR e/ 72 B e L 8 1)
TEDZENS, RENEHIBREOKLIEREH 2 ER
BIOHEY RO RINNIGEEL 720, BKR LOKER
HFREND B EEZ S,
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TPO 2 31/ B K OERERICHBT % TPO A

| pHRE ,
I 2EE%E &1 (eMPL) 12k 288 - SR £ D= hTn 2%, i

II-1. FIEEDHEA INER - BERZERDN AT IUE TPO ZARICH G LIEE S
1. UFOTRTOIHEA #5727, N5 TPO 244 L TPO BN EF L, /MR - BEEER
Oifn /M 2R 5 (10 7 /ul Aii) NI UL TPO IBREIZK T T 5, Lo T, B4E
QA M ZFBD7ZN AEMEEMICRE S N5 BREKERIC K 5 /M T
QHMEREKIIIEE TH D FEHARMP TPORED EENED ND, —H,
@ARWMBEHRIEAT 3 FHETRTICHASMRFERYZ TP TIEEERENHBRIRZNTNWD 2 &%, /MR

D72 BB TUHE I AW /RS & TPO DIt Ay 5 DIH AN TT

ITP I 3IABNIR MM DS O MERR DR ITFR #ELTNWB I EICK D, i TPO X IEH~ & E
Wiz, UL UM/MRA TS Hilnd 2 Wk RZIC FICEE 5, B4, M/MUEEAOR S 7 I K DT
PES/NERHERMIF LI LIS 5 N5, —F, KEMEE  #ilE O AshwellMorell 2 & kZ N L TH > 7 IWEL 72
m (MCV=110) 13 E#RERIEERR EMERDORRE B/ AEEIN, TPO EAZRTANZLLD
WD D7D, EHZKHODEHREEZNHAET S, W ENTWSY, Hi GPIba Hilk 2B > 7 WL Z (it
F-IMPICBNTEHEDAMEREAH 2 WIZEMER  T5EEND 218", Hi GPlba Hifk DA I L % i
WD ERELL ARV, 3,000/ul KiGd D WiE B TPO EEDENIZRD SN TN,
10,000/ul LA LD, ® U < IIRMIMBEHEEARIC TS I+ TPO JBEHIE AN ITP & AKX B it /N s D 8
AHHRIMIROMBRCHERAE 25805850, IHFHIRIKTE IO TERATH S ZE1IF, Z<OoHMETRINTY
23D DONEROE N A RO B EITB W T O EHimE % BB T GPERTF A T IE A~ B il 2 R T,

WEET D, AL DT IR 2R3 2 &2 ek i/
2. I%E TPO IBEITIEE ~E LRICEEE S, WD 1ESRBERG  (thrombotic thrombocytopenic purpura,

TPO X EICAFIEN STEEWICEESINTEH O, mHy  TTP), iV > IBE PUASE#FE (anti-phospholipid syn-

K1 DAL

1. UFOTRTOEH Z{H7=3*
O /Mg 27805 (10 77 /ul Kii)
Q@AMZRDBV (HItEd 2 WIdgkRZ AT &5 %)
@HmMERIIIER ThH D (P2 UBRE MM Z RS ZE0H D)
@FAYMBHEEAR T 3 RZRT XTI SR RERE 2380720

2. M#E TPO IEIIIERH~HE LRICEEED (K Ay b 7)™

3. WIEI/MREEE (RP% £7213 IPF%) M0 d % (>ULN)

4. M/MMREDE S LD B EMES, ZKIEITP 26K ETE3™

ULN: upper limit of normal

© LY 1~4 DY Z T R THIZTYE, TP EZHWT 5,

O BWHME 2 £/21X 3 DTN DOBEHDOAZEZT, H2WIIRERAREREEIE, “ITP W &35, =ZL, m/hk
fEEH (GP) FHEBFTIM /TR BETE S U <13 GP R 2R HLI/NRFUAE £ B Ml 0, & 5 WIdE KN 5
‘ITP" @2l Tk,

(ff 2 S IH)

TEHBREIINATIZRR WA, KM TROFT R 2RO 25513 B HMEICTHREZRNT 206885 5 - A<
3,000 £7213=10,000/ul, MCV=110, HFHER<30% E7=13Y > /\Ek=50%, Sha A ifnEko

2 Hy b TEIZR&D ¥ AT AR ELISA v b (BFFEREE) OB 4A, 300 pg/ml, MBL#F v b (TPO-CLEIA) (f&
SRS & U ClBed) oa, 70pg/ml &5 5,

CEEKNF TN AR R, EE AR, BRI ARE R, FEME MM AERE, 28T )T h—F2Z, Al
W, MR SONEE, CE R, RREEVEME NEEE, R NG PR SRS, RS RETUHEAE, EORZEERMEAMm, B
E, FREZSORBYYE, YIVIA R—2 A, mME@EREND D, Fiii/MUEd 2580 2 5 RKIERE E LT, Bernard-
Soulier JEMZRE, Wiskott-Aldrich fEMERE, MYH9 ¥4 4E, Kasabach-Merritt JEERE, Upshaw-Schulman JEMERE/S E0VH 5,

R RBW L, BERBIE SN TOARVWREBEEHZ25ATE0, HEZEIIBWTIIERRE LD TESBIZITP
DEZWITHNWSND HDTIFARN,
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drome, APS) TIZITP E[FKETH 203, M e
e (disseminated intravascular coagulation, DIC) T
VT BRI TRMETH D 2 &%, SRk i/ N
PETIRIER~BESHETH L DY, RENRES
NTW5, FhiRERERE (MDS) TIXIER~m#
ETHRATHYD, FMIFHIRT 5,

4% TPO 2 1E, R&D ¥ A5 A X4E® ELISA F v
~ (FFERAREE) 2 AWTHE S N2 |mENL <, /%
H1E 40~120 pg/ml FEE L SN TN B 579 R&D
AT ALZXFF Y FEAWERAS OBETIE, @FE
13 83.9+11.7 (50~126) pg/ml TdH D, mean+5SD D
142 pg/ml LA % [E# &P & L TWwb, ITP & nonITP
DEFNTIE, 300 pg/mi N HEE - FRENRIFTH
D, AFv FZ2HWZHEOMETPO MDA v M4 7
{13 300 pg/ml Z W 5"%, Fl AR TR 2 A
IR SN, (L FOCEER A RIE (CLEIA) #EZ2H
W7z TPO #lE F v b (TPO-CLEIA) IZ2BWTIE, R&
D ¥ AT A XHF v MTBT S TPO f 300 pg/mi 13,
70 pg/ml MM T B EARSNTHBD, 70pg/ml %
Hw hATEELTHWSY, 2023 4 1 A BIE, M
TPO 2 B I E 13 IR B A INHEL Tdh %74, TPO-CLEIA I,
A2 L U TOEFHEFLER T TH S,

3. B M/ (RP% £ 7213 IPF%) MY %,

ITP TIX R FIC L0 M/NMRBHED TTHE U I /MK
FHMINEMT 2720, EM/MROLENENT 5, £
72 ITP IZB W TIEH AT L Tk 0 KRB D H)5 ifn /)
WK HIINT 5 2 b wmEINTNBY, ShFEm
INBUEHER, MEFRIMER & [FIBR IR ICREB T 2F 7 —
WAL PZEAN, 7J0—%A MA M) —THEHNT 5
IRIM/IMR (reticulated platelet, RP) & U CHlET % /5%
MERELE XN TEZY, L RP ORIEIEMND
PEEL, WEREEL TRIARETHo 2. TE,
—HB > B B i Bk 0 E BT H A /N 4> B (immature
platelet fraction, IPF) ZHIE T 25 HiENHBEINTE
72 IPFELTHIESNDHDIIHT LD RP EE—T
W7 WRTEETEY D O, KrICIHEEES CAA Y AXE ¥
J—X) THIEINZHDI, BRmEROFEZHR
2T B T ERBEE TR/ NRIE A BT INR BN E £ IE
WD DT =5 DEFEENS B2 EDREND >
2P LD LHLWXNBIUXR > —X (IPF% D
PRAVEWTH AR O ARGREIS T A) IZBWTIEI ha
> R 7 DNA, RNA 3 X OV E A mRNA 2 349
HHEM ORI XN regent) EHIEF v > %)L& H
W5 Z EITKD, RP% EFIFEEDREE, REEZET
BT ENRENTNE,

ITP 28T % RP% OMIEZE < DL THEINT
VN2 2 24 3L 3T 4246500 PR o B B i D % < |3 H

B R IR 64 (2023) : 10

FIZE2H5DTHHN, ITPICBVWTEMEERT Z &1F
RV ELDHLTREINTNE T, Ll RP%
BIOIPF% O EINE ITP I8 By s B cid7n <
DIC, TTP 73 E D ifi/MRIEE: FLHEN E R T b S I/
PIZBNTHRDHNDTY, MDS % 5 1 i i B 5
BT ERL, BiC7BROEKEZEORAOKR
VB 72 MDS JEFIC B W T IPEX MNEEINT 5 2 &N
WHESINTNDHHTOD - Fi- RP%IZH L T IPF% I
MRS A X DB ER< 21T 5, L7zin>TMYH9
FLHfE S Bernard-Soulier JEMEFE /2 & D e RIEE KM/
Wi A RE TR IPFX I EHARGEZRT I ENEL
W NREOT U TR 72 IPF % i 2 580 % 4
& (/=5 75 /ul D IPF% =10%) 12 MDS, %6
KB R IM /NI AME D W REE 2B BT 2 0T H 5,
RP%, IPF% & & I I N IEHMEIIFE LR
Wz, HaikFEYEME (upper limit of normal, ULN) 7%
ADEEICHME KT 5, 2023 4 1 ABIE, 9 m
/IR G ZRE VSARBRAR L T D % o
4. M/MMEEDZEEZL D2 8BREEZKTETE S,
BRI REFEIDRBICONWTIIRIRT 5,

II-2. ZEEEICEHL TORHEHRNA

>BWHME 1~4 OB E TR TAHLETHA,
ZWT 5,

>BWHEME2 T2 3 DVWTNDDEMEDAZENT-T H
DNIIRERATREER B G, TTPRW &95, =
ZU, Mm/MRIEERE (GP) fRMPLI/NMRITES L
<13 GP 5 BAYHLIM /N BTARPE L B ML D 3 (i

‘ITP” &

THNOHHEMREE), H2WIEEERREEN S TP
ZW L Tk,

WA 72 ITP Tld 1~4 OB 2 TR T2, K
3 TPO fili & 93 M/IMRILR 2 A G HE S Z &Ik
0, KRNI & mWERE S RREEZ S > T
AT EMTEHMBHEY  UNALITPIZBWNT
TPO EMMICHEEZ B A TRMEICARD ZENH D,
KR ITP o2t B TiE I ENEDIZ/a 5
AREMEDN B 2™, ERIRFOITHA 5 7T ITP 2 %8 5 A1 TPO
ENEEEEZEZ D HGEIIERTHIENEEL WV, £
72 ITP &85 & 5 WK B i /MR kA & D8I
BT RP% H 5 W id IPF% D AN D &2 1% 85~95%,
BRI 70~90% EHME SN TVNDA, N5 HEE
Ei_\‘ét; blﬁﬁj%)’3’7(/37'24’42'51'52'57'58'63)0 bf—:ﬁi‘_j‘—c—’
TPO {5 X OEIF /MK LR D W 30 93N T 7 3 72
IR EE, TPV &9 %, WEETHNIT GP
B BAPTI/MIBTE (BREBERIED) & 2 Wi GP REr
Prin /NRPTARPEA B Mg (ELISPOT) #A (PrRBE AL
#H) ZTWITP L2527, s ORENEITTE
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BWEBEIE, EEERE, FICEBEE AT 04 R im-
munoglobulin K & #E{EDIRLBERN RN S TP 2K L T
Fu,

II. Z2HOFIE (K1 70—F v — &)

ITP OBWrFIEZK 11ZRT . A ITP ZEHEAETII,

ITP OHREEZ R L IENA T —H—TdH 5N, ITPIT
FERIAEE TR <, ITP ERIBEOHE RIS 5 5EE
WSEEAEMET %, M4 TPO il & W5 /M kb =R1E, <
DAt DRSS TH AT Re7R SR B 2 HEITERIN L 7212
IO ZENEETH S,
UTICZEOFIROE [ Zi#HT %,

4% TPO i E & M/ NMREEREZZEA L7722, ZTNsid
/)RR A
FmA4H WD 2 Him g % L
AMRHEED | N\
| (EDTAMKHH) %vﬁmmw;ﬁwmi|
s iR 5 Y
SLE
T M M2 (RIEE. HAE. HRE ) i
BEGFE R e
g | CIRBE - EPRE - BlppE

RERBRE - AR

AN M - WS

WE /N /A
SR /MR AME BaEn L

RS 4;Eﬁ\

s g S DIC, TTP, APS
kAR kiEA ———
SIES= Nk
hy=pm /R B 0
EELL
BiERE A 4
MEFETPORE
ans / $E M/ VRELE
(RP% or IPF%)

/

TPO<#H v b+ 71EY

|

TPO<H v kA 71{ED TPOzH v b4 7B

$hFE M/ NMrEEE > ULN $hE Mm/IMrEEE>ULN Y /MR EE = ULN
l DTN LDE S AL l
BT B M I /ARG A
ITP ITPEEL (FARBEANS )
- GPEEMII/IMRILE
- GPHFE M/ IR A E £ Bl iz
- BEERRRE

MoITP & 2K
1 ITPEZW7o—Fv—h,

D D 2 WESRZICKDEMITTET 5,

2) WBC<3,000 % 7213=10,000, MCV=110, #FHER<30% L7213V > /¥Ek=50%
DHEE, BEHMREIC THREZRINT 20EDNDH 5,

3) R&D ¥ AF LAt ELISA v ~ (I A E) £ AW/ 854, 300 pg/mi, MBL
#t TPO-CLEIA F v b (RS2 A EE & U Cidlidh) Z W23 &, 70 pg/mil %
Ay bATEET S,

APS, iU UEEHUAREMRE ; DIC, FEREVEME AEERS ; GP, IR&H ; MDS, #f

FIERIEMRE ; SLE, &85 T) T~ h—FZ ; TPO, b 2RRIF > ; TTP, L

P/ APESEBESE ; ULN, 1E% _LRRAA,
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1) AN D> DB 5E

M /NR D DS O B 258D T, HIAEIR 2 2 < B8
72 NGB T RN AN 2 BRIV B, A I/
B A E Y INT L/ IMREEE N, BRI
TERERR I T/ MK 2 R IREETH % EDTAF1E K
THEE 2L L7z GPIIb/Illa 2R T 2HikIc L2 2 &
MENESNEN>™ EDTAR T TR 7 T2,
heparin £RIl THEET HLENH 0O, FHEMBATZX
LNERA SN TN, SRR MR R AT T i/ VR e
EHOAREHERTLIENEETH D, METHN
W, RMEZO MM ERIET 5 2 EICk D EDfi/h
WHEHDZENTES, XMOTHTIAD DN, &
W EHE R & B TR/ RIS IR S T e ™,
2) FARMIFEAM

® i [FE

® 5k

® J 22T L

®CBC

© SR A I R PRAE A

® AL AR

T, /MR B K O MR ORGE, JefTik
LOFM, SOHESIOIRASEA, FKEROEEEZHER
T 5, 2RICBVWTIE, HiEROMERICEET 5.
ITP (2338 D URBEIE, SR I S0IR H of~ /NBEAR H 1f
THsD I EMEBW, REHIN GG, M, i
PR752E) 13K 0 BEERIM/NUEAHITRD 2 Z &%
<, FRAD1%FEE, /NED04%FREICHB W THMA
RIS AT 5™, AR E TH SN SBEHAH I
AN E OWEEHHIMIIFHTH 5, RAFNZHB U
TIRHMEIR 2 RDmnEl S D7 < fan,

FAEIMAT R TIE, $kRZMdH B WNidHImIC X5 &L
NDEIMZERD BHE, BIMEREEY (<3,000/ul 2
WIE=10,000/ul), HRAEMBHFEAIC THHE A MERO H
BloREBRE Z2HD 256, HE5WIHFHRERIK T £21T
V) 2 /NEROEEINZ RO 258 I B B S5 12 THER
ZERANT B, AL FBRE TGRS, LD OB,
RIEFT ADOFEIZKITIER T S, TP TR/
HWNd 5723, FEHZRKE~BERIL/NMIOENZERD 55
B, e REERIM/NMGEDIE DO RTREE 2 E BT 5, —
RMEITP OH THENESWEHET YT F—F A0
FRAMTIE, FEBL, ALBE/R & R REFT R, B iR /B
%, B, W, L, HAEARES & OEERFT I A2 THik:
Pk, PidsDNA Bk, #itk (C3,C4) R EDHEESE
BT 5™,

3) RIATHONEHRE
o || Ifl RiR A
o AT oM (EU)LE, 1D, N hroE

B R IR 64 (2023) : 10

>, BERRIER)

o Hi iR A (DA )

® H. pylori Fitx

® HIV, HBV, HCV

1k %% (PT, aPTT, 74 7Y /% >, FDP) %
T, BEZRODEEIIDICEHEZENT 2LENH
5, WIMFTR (EU)LE > &fE, LD &fE, N7 N7 o
EART) 2RO DAL, 77— LA %E{T\) Evans
FEGERED R REE 2B 8T D, 7 — L ARBREREDOE S,
BB WITMRRAEIR, BFPEE, BRIk ERD 556
1%, ADAMTSI13{E:Z#E L, TIP 2EET 5, JE
DHEIIDOWVWTHEHBRHNZMRZITD. S H5ITITP &
I Bl REMEIND D H. pylori, HIV, HBV, HCV #i
2179,
4) I/ LIS DR S e B 2R I WIS ITfT

D REME

® [} TPO J&1E

® Wi /MR ILHE (RP% F 7213 IPF%)
PLEomAET, /MR LA OB 5 0 is B 2R
RN, ME TPO #EEE B L O /ML (RP%
F/ZIEIPF%) Z#HlEL, ERLAZLSENETITP 2
ZWiT 5,

IV. ITP LRI REKRB L ZDHH

OFEXM GEEM) /MR E

SERME M/ E SRR B TH 578, #EaptE ITP
ERMIEINTVLEEOHRTISXREEEZ HDDHET 5
WESH DY, SR MIEAEIL ITP & S U
A 7 EDOARBEIIBE EZ T DU AT N H721F T
72<, MYH9 BHEIEICHBIT 2B R, HIE HAESR
B B Y I O FEE M6 7] 2 R D S M i /N el A
(familial platelet disorder with propensity to develop
acute myeloid leukemia, FPD-AML) 12813 % AML 72 &
HELSMBPBELENHETHE5E50H D, HEITENT 24
ENH 5, BWTIIFREREOMRIZ T Tr<, KM
BIREARD TSI fERNRFICEETH S, JeRMM/IMR
PBAME I/ YA I DD ET 2 2 EWNTE, HE
IR BRI 25 Wy MYH9 25 E, Bernard-Soulier fiE {2 £ 52
GPIIb-IITa B8 ifn /MR IS AE 12 35 W TIEE K~ KA /N
WERET 5, ITPIZHBWTH KM /K ZFRD S0,
MYH9 ¥ E T, BRI D HER A 50% LA | &7z
0, R A mERE AKNRD 51 5%, LR
BRI ZNRJEAME T IPF % 238 /MR BT e U T B/
EEZERT ZENEL, ITPEOENO—B) &7

62,71)
6 o
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QFEH M M/ MR AE

A /MR AE NS, PISARIOBBEIIHICRE S
N2 IERZEET O S O & RFIETFICE 5D DITRHI
IND, FIERIEFIT K D MR 2 51 S 9 3K
13 300 FEELL A SN TH 0, ARG 5~10 H
BICHIRT 2 2 EMNE L, M/ 2 75 /ul BLFIZE
THZEDBBLL AW, TOAHNZZALELT, D) N
T ARIEVERUER @ AN T T > & U TR &
&L, FiRERIETS (R Uy, ET7yOARY >
RPUVAEAD, i) FZRGUE  ERDFUED Fab & 5%
WRIM/MIEER IS L, JURSIRER O G & HE5s
5 (F=Zo, NraxvATv >y, U7y rETIRE),
i) ACYUEROFHEE : FEHIEFEE T THRIRT S /MR
HOHKOEAZFE T S (procarbazine, 4 & K7z
&), iv) REEAE  FH/PF4 LG LI BEE K
78 FeyRlla & v U CIi /MR Z216PE(Ed % (heparin), 72
EBHSENTNSY,

s g% M /MR D EE

i /NN T i DK 10% FEEITRRO 51, €D
#J 70% DMEIRVE I NG AME Td 5. 2 DFREISA
THDH, EITHRPH~RINEEL, /MUK i
BETHO, @WE 77 /MU LETHD, HER1~2 7 H
THREML, WKL, #HrERMm/MOIEAGE Z 720,
TEOR T i /MR AME & TTP & OF IR 2 BRE 1T X B 9 %
TERI W7D, SRR FE O /MR AR L T,
HEICHBZAD I ENEETH D, HFTRZHED S
BIERICHEREL, MTIED 50K TTP (Upshaw-
Schulman JEfH) O FIRENE S SEHICH E, ADAMTSI3
EEOHEZEET DY, oM, EIRFHO /MR
CBL THEBIRNSHEBICEHL TRENDHA RI1 >
EBRBINZNY,

@BAEARRMEN

P AR B 2 IV 5058 1 O B B s L S e~ D T R 1
X0, RMNEFOZ  IFERAHORFETE B
EIERR & RIMERK D 2 E - THEBETH 2%, Kt
MDS, AMEHEAmBENEBITTHHENH 0,
70— S 8] O 72 D BB H] - ERALT LR
5, LML, BEREMEIN TS > THHOKREE IR
Han, vo—HEnsRsnsB886H57, 7
Btk O B (monosomy 7 7% &) TId, MDS/&M:
HHEAMFENOBIT) AV NE FRARERD Z &
NEH SN TS —F trisomy 8, del (13q) ),
6 Y @ K 5 O loss of heterozygosity (6pLOH)* 73
E, PTBRARICHEELZWARSSHEEICR SN, H
AR BRI O 6 T LA B R A & B LR o 1

—1250—

PN TH D, FESHITHEEL SR 5 5,
BT ON GG I IERE RN R 725, 20
7= [ BB HE R MRI I X % JE i PH B i C O 5 I fLR% 0 38
o, SO D O EICET 2B A AN E
1/395)0

— B DIE R TIIIR A EN IR D> D A DGFRD 53D
728, ITP & DEFNEEMBENH D, FEEICHATE
ITP EZWENTWDIEH DK 10% 2N AR RIEE I
EEODEBMASERE THL EOMELH DY, BEMR
BETIIEREEREN —RICIEFH~8INT % ITP X L,
HAARBREA M CIXERERDNRA T 2 SR BT
%, FROITP Wi THRE L T\ 2 915 /MK
P &t TPO IR OMIE HERICHE AT, HERR
PEE I TIESE /MR IR O IR DT, £ miE
TPO B E IZIIMP & kR R E EH L T W
é 13~19, 21~25, 27~3O)c> EEEZ: E‘[iﬁ[ﬂlf CZI 30’\’60% O)%EE
THRESNZ2EHEDONLEBRETO—HY A FA RN —
% /= PNH B sk O R H 205510/ 5
EEZHNBY,

OEHENRERE

MDS I3 & & \ChFFE L, B 80~85%, il /MR
DE 30~65%, HFHERIE A DY 40~50% FRHE D B EF T4
U2, 2 %L L0 mERED 2 3B0 2 BENE NN,
/N 7203 2 383D B REBI S 1~10% F2EE d D ITP &
DOERINFEIC 72 551, SEIOBW A RTIE, 9
B/ LR & M3 TPO #2238 A L7275, MDSIZH
WIS B IPF% DI % 380 B G D D, T
D& S IE S TR A XD KAREDNEIHTH
D, 7THREOEOREZED THRAROYAMKRE IR
HEN2BENLNWY, M TPO EEICE L T, IF
W~EEETHL TH L2, BEIREHELT,
I 5% TPO & B2 B & E 613 PNH ifi 3R F5 7 T cyclospo-
rin DAEENGINZ < 10 AR BRI &L O NERE
DHEHEIN TS, TOX D ICHHE MR & i
TPO 12 & 0 MDS & ITP 2803 5 2 S IZHEE T
HO, KWMICHNT, MCVEE™, HifmEREo R
W, MEROMEERH, SHEMEROMBL, FhERe 28
HRILRORFE R EEZRBODBEE, &5 WITHMAR /S ITP
DR A & 52 IR 1T B B AR A AT D
MDS #8AT 5 = & EHERT S,

®mieF R TTHEZE S MRV - DIC, TTP, APS
e
DIC, TTP, APS 73 & Tl TTLHEIT & B ifiL /MR
DB TLHEIC X 0 /MRIED 2 Z2 72985608 H 5. DIC
IZBWTIE, FWHAaMMERZRTHENEL NN, TTP



PAPS IZBNWTIERD L AMEERICHES EREZET S
LN, LINL NS DEBIZBWTS, M/MRE
PRSI A (15 /ul K5 L TWBEHEICE, KT
i, (kRS E o ZoR U ITP & O #iB 7N
VERIBEND D, N5 DEBICBNTIE, KZWit
HEIZ BN TERA L 72 9035 1 /R BE 2R 35 L OV 3 TPO i
FEI3 ITP & FRE DI 2 & 2 84 A5 1\ 1520 30366169
DIC iZ2DWTIE, FDP, 7« 77U /%7, oo E
R E WV o I BEERRIR R DA ZENICEH TH 5,
TTPIZDWTIE, KM HFEA I BV 2 6 IR ifn Bk
BELULD &fE, N7 b7 OE Kl & O Rz
MRL, I5ICEEE, WRERSEOBIKTLEZEL
W EED B, FICHEMI A Z2R0 248 81F
ADAMTS13 iEEZ2BIE L, TTP 28EH|$ 2 LIFEHE
THD, APSIZDOWTITMARE, EEMEFER EAK
BAEEDN DRI IR 258 2 BA I > IgEdik
MEZERT S, WITNOEREBIZDOWTSH, W%,
BT RIA VRBRENRFINTHBY, EHOBIZIE
BELINTZNIOTI

@R ITP

CREIMMP ZE L dHEBRERELL T2 TV
=T A, BAMEGHEERE, S x—V L EEEILC
OEUBER, U/ EEMERER, RIS, HIV
YUER ENRIT 5N 5, NS EBICHES kM ITP
DFREIT — K% ITP & RIERICHL ML /MR B S iR % sl
LTHRBERETHDHIEMNS, BWHMED 1~3 DIH
HTENT 2 LIIWREETHZL ™, Lass->T, [
2, BT R, UV AR &S EBICR RN
BEFIRICEZOBRAL T Lrkan, 28ttty 5~
b —F 2 Tl /MRIE A I A THEMmER, frEk, U >
JNER, FRIMERDIGADZEED Z &ML, KTy 27 SBkE
DOBENE L BHEITR DS, A THMIRETTEE %
PRI ER B MEZR S, —H, 2T T3 h—
T A TH L NS M/ DIFREISZE T, K% ITP
DASM I M B RZ R i /AR /D e S DIC, i As 1 B/ 1
& JE (thrombotic microangiopathy, TMA), APS, %%
BEMRIZ X DIER RN /IMIEE R E DA 5N D,

V. ITP 2 ICEET 5 ZDMDREICDINT

a. M/MMRIAE (PAIgG, GP 3R89/ M)
ITP B2 B W THRERBRIE M & 41T 0 S I/ i B e
IgG (platelet-associated IgG, PAIgG) DEEIIENH D
D, T ORFEMEIZK < PAIgG WBETH - TH ITP &
BB TERNWSY, RERRESENEEEL T,
PAIgG 12131 /MR B CHiAR7Z 1 Tidzz < /MR &
L7 IgG b EENDRENEZ SN T NS,
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ZORBETRT B720, I/NMIUEREEBA (glycopro-
tein, GP) % iRk 9 2 P/ MRBAR OB EENBFE SN
THo, EHPIEZE /7 0—FILHUATHiTE L ELISA
THiH 9 % MAIPA 7% (monoclonal antibody specific im-
mobilization of platelet antigen) "™ %> MACE % (modi-
fied antigen capture ELISA) "0 72 EMAI SN TN D, #E
MIFLE 1T GPIIb/Ma B X WX GPIb/IX TH 0, /)
W E PR BT D 68% 12 GPIIb/IMla (29 2 HiiRDY,
18% 12 GPIb/IX IZ A9 2 HUKAY, 15% 122 Ol D4
PRSI Nz ERETN TR, Zns GP
FEFLIM/NRFUR D ITP 32 W2 BT 2 B 13 49~66%
ThHH2HDOD, FEMEIT80~90% EmWniz, BT
HIUTHMAYIC ITP EBWTTE 5", £7=Hik O
HB I CENPUR O ITP O S EE M S BEE L
TWBAREEZ H ™, LvL, Zhs GP R
M/ MREUARBIE IZIRTEHAFEL NIVITEE D, SRR
INETH 2,

b. GP %#HEMIII/MRIAESL B il (ELISPOT %)
(R BR AR UNEL)

GP R A HT I /MR ER IR i - T 31 i/ MR 2R T
IZHKEE LTZIREE TS 5720, ORI/
WoEMR EHMRFRZHLEE L, £ T, en-
zyme-linked immunospot (ELISPOT) {AE®DJFEH % HWT
iR QP /MRETR T2 <, P/ IMRYITRZ AT
% BHMllgERHT 27 v ENERINL, #
FHRMIMMN 5 0Bl U 7= Btk Ek 2 GPIIb/Illa % GPIb 72 &
/RIS B 2 AL U 72 THE2& L, B #iigh 545
WS NP GP ik z %, &IEIX TP & MDS,
FAEARRMER MR E D f/NMEAEDHERNICHE A THh %
D, MBI T v A 27D BENH D ERELL
TEERMEREE L TE R L TR, RFEEZHAWZT v
tAETF Y Meah, &Ly —TOZFEHEIEIT ]
REIZ/R > T,

c. BEHERE

ITP 271 BT 2 BHiE 0 372 B ITP B 0%
BOMINTH 5. MDS LEAERBMEE M E & D]
ICEBIRE N —E ORE ZE U Ok 2 SRz
WS, STEDERKD B DG TITHHREIIRE LTS
HDOMELNED HARSA AT AL R—
MZBWTHMBRATRENEINTNE B | 7 g
BT DN TE T EHHEET, 50% N RLELE Bk
BETHo=EDREDH D™, ITPICHA 725 BEFT R
BHEERET, BEESNDEZREMAR SN2 0DIZ
25% FLEET, BEIMRA D ITP ZWICH T 2I%E, KR
FEIZZNTN24%, 0% EEZZ SN, FEHREN
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HRFEFR (AATFRZEE), ME, U2 /NEER,
rlis (60 K X7213 65 A L), BEAISE, TPO 2%

%W%ﬁ@m%,ﬁEﬁ%WéMTmémkrmﬁim

W] OHEFEUEIZ DOV TIEIET > AICZL D
DO, #ifl, MERFERERY, i MEROHB, HiEkE
B, IR 2 NEREERO R E, MCV &bz &2
HMELZD S B, RBMSIRAA RIZBWTH, Ins
MASNLGEITEHREEMRET S, EEOEHHRE
B NWTIT AL, EERE, 3 RKOBEBRY,
Bfifg=THilMDO 7 0 U T ¢, PEEKRE, REIC
DNWTHRERIRETH D, B, P35 /R LR 15
TPO BER EICL > THRIMAERZIRET 5 Z &1F
WETH 20, SHINGEEO-RMBAZE~ —H—
DERIZED, BEHMEOHEIIHD L TP HDEH
A6N%,

d. ot (IgE=E, i) VEEHE, FIKREER

&, &, DAT)

ITP 13 EA2%E (common variable immunodeficien-
cy) TEBHTHIENDDZ EN5, IgG, IgA, IgM
DERZETOTBLZENLEEL WY, HAILTAY
E AR, W—T A7 >Far7 75> bl Vg
B PIRIE 25~30% @ ITP EF Ttk &7 s 2 E0iss
SNTWD ke fiE ) 2 7 QR O 72 91 TPO
ZRAEFFEOME A/ SICIFHE L TBL I ENEE
LW, PIBEHURIGEIZIR R B D WIE KM ITP TdH

FIHEME 2 RIB T 25017 B HRIRGUR RS 3 & OV
IR RE R EIZ TP BEICB VW THERICANT 572
W, MELTHBL ZENEFELW®, FAEEY —L
Al T REERmEE m SO (Evans fERE)
DORREMBEIET 2,

VI. 2\\2IC

A2 W L E T V30 U 7 B ﬁb’CdJEJf[L/J\HiJ:tI
K OMEE TPO WREZRET D Z LITX D, HERERIMN
%ﬁbf}\o7‘:4%[30){&%52lim/J\$ﬁM9‘F%ED§EE - vl
DT EMNAREE TR D Tz, Lﬁ\bﬁ?”‘&bf%<®f$%§
AT 2 ZEMEETH D EITILED DR, A2
FUED I B@L*ﬁaﬁ’%mbj‘é%gﬁ\%éo

HER Zii’%ﬂﬁﬁ’r RIHA MK FRZEEZES (BEE
B ICXBEHEZZITTWEN, B, RBRIGES
h'cw‘;b!*" HH (éﬁﬁml/J\HiH:aKisckZﬁmlﬂ%TPO
(%f“) %a/u’(i’o@ AEZRICBNTIIERREE S

DZWEENEHICITP OZHICHWS NS
% @‘fcif;bﬁo A1, RBRIGEERIC VT 7= ik 715 Bh &
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