% 70 | SSC ks —15—

Platelet Inmunology /NEE S
A A
BAffEH : 2024 4-6 A 24 H 16 : 30-18 : 30 (Onsite and WEB)
Chair: Ishac Nazy (Canada)

AR D Platelet Immunology #8% @ 7' v 7 Z A%, HIT (heparin-induced
thrombocytopenia) & ITP (immune thrombocytopenia) D/ 3— FnB72 0 . RD X
7T T K CHEIT LT,

HIT
Alessandoro Aliotta. Role of procoagulant platelets in the diagnosis of HIT
Karina Althaus. Functional HIT tests.
Ishac Nazy. Biobanking rare platelet antibodies: immune-mediated platelet
disorders.
Q&A

ITP
Michele Lambert. Standardization of the diagnostic evaluation of Evans
Syndrome (Multilineage Autoimmune Cytopenias)
Michele Lambert. Heavy menstrual bleeding in immune thrombocytopenia.
Nichola Cooper. The role of T cells in ITP.
Q&A

1. HIT
HIT Ot v g /280 TiE, &I Dr. Aliotta & ¥ HIT 2Wricii) 2
procoagulant platelet(PP)D&ENZBEF2 D2 - 72, HIT 22Hrid~ XU A
DI I TEEDIL, 4T score (Thrombocytopenia, Timing, Thrombosis, and other
causes) (2 X DEGERIEHTGO%, A7 U—=" 7 L LT Platelet functor 4 HiiK
D, % L T Serotonin Release Assay (SRA) <° Heparin-induced Platelet
Activation (HIPA)7¢ £ 0 functional assay (2 Ci2lr <415, L2 L functional assay
VZHEHED ORI DA TH Y . ] L0 Y72 M/ MR R —23 8 2 9 REREAR
NV, L0RENOEHETE S HIT ZWiENRETh 5,
MEREHITa T —F v L bry AT K IR ENivIMIE, 747
7R VWE EfEE Uil IMREEEZ X 7237725, —H ol IMWIZ I 2MERE L2 Y
FE A MILIMT R UBEE R EEE @D, 70 o BERINE B Z il MRER IR BT
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HZ L2y ikmggrEE w5, 2D LS Al IMiiE PP & %% COAT (COllagen
And Thrombin) platelet & J.5%, PP OFEAAR i Scott JEFEREI RS2 X 9 (i
/IVRFSREAR T & B U i fem) & 72 2, MMM 12381 5 L& T4 & PP Dkt
FEOEBST 5 Z & bHE SN TS I, —FTaEL-ULd PP i 2 #5i 42
ZENREESNTWS 2, Balt, HIT & PP OBFEEAER SCi v, HIT Hifss
PP Z¥Nstw 5 Z &, HIT HuRIC L 0 iR S 7z il MR TO kr o B pEADs
HIT (281 D MR DOFT-272 A = AL L TER SN TWAH Z &, £72 PP Ok
23 HIT 2B ORE, FRREZUGEST A Z L/ EnRESNTE TS 35, £Z2C
SSC Platelet Immunology =& LC HIT 12815 5 PP HIE 2 EH L5 7=
7 METHREDZ EThoTz,

%tV T Dr. Althaus &£ 9 Functional HIT assay (2B LT 42 ®Z R (I 31, dbk
5, Z DAL 8) TDH—A OFERNPHE ST, FHMITEIET 505, ) fame L TR
Functional HIT assay (F4E#L S TR O, FIARMERRANTEHI A S 72 D,
HI2 D T RH COHIAEHE LW D Z & ThoTz,

AKo3— N DF#IZ Dr. Nazy 7> SRR MV IMREURD A A3 0 957 1
VxJ NI E Tz, £ BEMIE, HIT <° VITT (Vaccineinduced immune
thrombotic thrombocytopenia) 72 &0 RHZ i/ MR ZTEHE LT 2 FEF 1T/ 72 1Mt
KEBTHEEMFELRGAT D L, ERMBEEN A F~—1—=> QoL Dk
WCEDRERN TH ST T 5, W) 2 EThD, BIFE, VITT OFEH 2
(Zxt LC, 600ml DIfiffE% baseline, 1,3, 6 A %ICEREDHEI T L QD BIfE, 3
LATNWST—2 L LT, Zhb 2BI0BFITENTL, EFICEIICEST B4
PLE) . i/ MRZETEH LS 280 PF4 ST R S0 TE Y . $7- apheresis ITX D #
DHAZ—HFE A EBLL TR,

Q&A =7 > = > Cld, HIT functional assay (23 C PF4 Nz 50 E 97, &
WO RICB U CgamaM T oz, PFA USRI L CIIEE b ST 67, 7ARICK
ST, HBOINET v EAICL > TEOERITE D LD ThD, 7272 PP OKHICE
WTIR 2 D@V REE & FFEMEDS PF4 20125 A U > MIUZE A LRV O TIERWN
INEWND RfECH -7, £7= VITT HEITIBOCIERICRINCE > T VITT Hiikd
HEN5 A28, HIT Hik s Bie>TRY | DA =X LT 2E/M1H 703,
BIRF R CIEZ OB T B 7203, D7 EHIRR E 70 9 DHURD M Listl T C
WO ZEITFEETHY . FEHEREDRINIEY NETHA S L) WETH -T2,

2. ITP
ITP 73— MZBI L TiZ. &M Dr. Lambert LY 2207 ay =7 NMIBTAHRE
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7RSI, AN Evans JEGRHTT 52 BORHl OB T 238803 -
72 Evans JEFERE (Multilineage autoimmune cytopenia) (%, H CAeEAETI2 &
0L &b 2 R EOMERDNBADT 5, T, ATHA, ITP 3 KLUV AIN O
ﬂfwfn 2ONEPFLIREBL ER SN TN D, ZOBEIT 100 TAIZ T AL ST
RO I B MERB DR EIRAZIE = 2 IR G028, 20T - %
ux@ffocu\rbx&%z HNTWD, SECHRITES CNETIZ10% L) | 7T0%LA EE
BT RIA ARREVELT D, £, ITH, 50%LL EOREE T, monogenic
IEI (inborn errors of immunity) & 5\ NI PERIERBOFAENEEDILTUWD 3,
B LIl 7 a—Fl A K 74’ VIEEIN TR, KTrY s hO
HEOIX, STBRAIRERTS KO —_AI2 L0 | BIED Evans JEFEREOBZWIN ED L 91
REINTWVEDPLNITLHZ & “G%éo =AU T, BiRFRTEITKE

(83%) BLUHI T4 (15%) DERINDIEEEZGTEY, —T 4 — e LT
TEDX b DEAT I M IEL 3EELNDHEITIZED X ) It 2AT 97, 72 &
OFERPHEENTZ, bHO—oDT Y=y e LTHHEREINZOF, ITP EEICE
5% AR (HMB) ORBETH S, ot ITP BFICBWTRRZ AR LR

J* Of’kﬁ(i FURLIFRED HN5 0, HMB OFEEL I OED L 5 ITkliGZE LT
2B 2 F & E ool T2, SUREYZ2 T & HMB (263 2B ED 2

;’ro L O E L L~ULDOZ DS QoL <0 ITP (281 BIEFAUCKIT LT ED L 9 fx%ﬁiﬂ

52 TWDh EEERRh—_A %179 2 EHRE LT,

#tl7 T, Dr Cooper 2 ITP (235175 T cell DFEENZHOWGEE AT T2, BIIED
ITP O, FRZHEEDZ 1L, 1gG HDH WL Beell ZHEHIE LI-HDTHD, L
LU IMBHUARIE 60%FREEDBHE T LRI TE T, £7z IgG HilkD & 1 & —H ik
FICE W RELS B D, - YFo~7, Syk [HERTH S Fostamatinib, BTK
FHEEFE T D rilzabrutinib 72 EOFZNMEIT, WITIh 50%REEICEE ST\ 5, =
DO EIZECHUR (B cell) LIFAOFFREAS ITP DI/ MBI B S- L T2 mlRENE %
IR LT\, b iOHAEIE 2003 4FI2 Olsson 5128V, active ITP & D
cytotoxic T cell 23/ MR ZMIET % Z & A3 in vitro T/RE4172 6, Cooper HiE, =7
=7 X — RN E WKL L7z CD8 T cell Téh 5 TEMRA (terminally
differentiated effector memory) cell ™ CD8 T cell F1Z 58 2EI&7H ITP BFIZH0
THEIZHEML TS Z EEZBHLMNILIZT, £72 T cell receptor DI HHLS| 2 7E
THZEICEY, Teel D/ u—F V7 4 —%BELIcE ZA, ITPEZEDT cell T
I clonal expansion 2573 B, T cell DZERMENEFHIIKL T L TWDL Z L AR LT
T, X5, RIS LR SOGE R UTZRRZ A, HHTEE2 R LTEREO 3 LD
clonal expansion 2HE CTH o7, F-M/IMELROHNINE & HIZ T cell DA 1Y
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MU7z, 5144 51 Single-cell sequence (2T ITP BEIZRBWTEH L7= T cell
clone 12 TEMRA cell TH5HZ & HRLTWD, PLEDOK R, ITP BE ORIk
T B A DI ATREM B 0 . £ 72 TEMRA cell DR A3 b) e 1Bkt & 214
DLI2ODNRA F~w—T—L D E L T\Wb, ZZ T Dr. Cooper &I,
romiplostim (ROMI) (ZA&HET eltrombopag (ELT) (1 BAF7a iz 9 EBNiE
H L7, ELT 1 38k0 %L — MITH D Z LB TEY 8 /NEIZHWT ELT Bith
BIZTZ 2V F U LNME T 5 Z ERME SN TND 9, E-gRE 2425 2
L2 LY BIEHIERR O 2 B35 = & bEiE STV g 10, BB 2T
ELT ( B/ 56 %7 L= ITP 123\ Tk TEMRA cell 23580 LTV =Dz ke
L. ROMI Ti3Z D XL 5 2phFidiBeb ey > 7=(Tan M, et al. BSH2024), ELT [ZFR
LT EDOMOEKF L— MIICBWTH (EFHEIZIIT5H) CD8T cell dfifia)E ot
T8 L OHE ARS8 Bz Z £ 225 (Tan M, et al. BSH2024), ELT (Xifi/] Mk
FEAEDRIRTIZT T/ <, T cell 24042 Z Lic X 0 fv Wi & o L5 alhE
MRH D, ZDZ EIFBHERRET DL DIRFIN B cell ZHEHYE LTWDZ b,
T cell ZHEH) & T HIREOETM A2 RE L TV D RIREMEDRH 5,

Q&A 73— Tl&, Dr. Cooper (2413 2E M%<, TEMRA cell & ifii/]Mik & D
I E EERER L T D0, EW O ERNIZK LTI, CD8Tcell & /M & DS in
vitro TR 2 DIFFEFICEH L) Z & Tho7o, F7- Low responder Tl
ELT O&EX 2 5 L b A2, MABTEITHEZ TOZRWNE W Y BRI LT, Bl
BRRVVE TlEd 228, MARSEDOBE BANRL < DT, A%OMF WS Z&Th
Sl FPuiv A L TEMRA cell $39011 & ORSHIIFHIGRD I o= 2 & [H$E
T cell 2% —7%" > b LIzl Fl o RIcBET 2 EMe N Ih T, Dr
Lambert (Zxf L CiZ, /N Evans JEBEREOH#ER] & U CTHERME TTP 2589 5 433
&H 1Y ADAMTS13 IEMEATIE TR &E TRV, F72 IEI 25 9 Sr il Ol s ot
A NIA R EITITIEFIZ 2 A RRDMNDDTIIRV D, 72 EOEMB RSN T
Ay

Ay a 3T Dr. Cooper @ ITP (233175 T cell OBENZ RIS 2 s /3 Sk
woTe, Fx s ROMI 725 ELT (T8 B, (/ISR OER 72854580 iy
(BB EF £ T o TR HHAMIER A5k L T D, ELT 138O Ly T AA A0 D
FRUVNEE A ST D126, BEHEFEAIOHIRD & 5 Z & IR EORE 224K & 72> T
WHH, WIZZF DR L— FhFIC LD T cell #HIVEAA ELT Oz L 72 5 wlHEM:
N5 &b,
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