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ITP=Ildiopathic thrombocytopenic purpura (TTaAaioTepo
ovopa). Ta €idn Tn¢ ITP €ivaur:
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CVID=Common variable immune deficiency (genetic defect)
ALPS=Autoimmune lymphoproliferative syndrome (genetic defect)



H ITP trpokaAcital ammdo autoavTiIoOwHATa OE€
OIAPOPETIKA AVTIYOVA TWV QIUOTTETOAIWY,

TTOU
1) TTPOKAAOUV TN KATAOTPOPN TOUC KAl
2) eptrodiouv TN TTapaywyn Toug.
To KAIVIKO

. i:%g%o
p O

n alyopayia.

O O



[epiypapnke 1o 1950, Ao 2 yiaTpoug
QIJOTOAOYOUC OTO VOOOKOMEIO Barnes Tou
St. Louis, tov William J. Harrington kai Tov
James W. Hollingsworth, Ttou cuvEéAaBav
EVa OXEDIO VIO VA ECETAOOUV TNV I0€A TOUG
OTI n aitia Tn¢ ITP o€ yia acBevr Toug nrav
EVAC TTOPAYOVTAC OTO QijJa TTOU KATECTPEPE
TA AIUOTTETAAIQL.



ATTOQACIcAV JETACU TOUC OTI QUTOC TOU
OTTOIOU N ouada aiparog Talpiale Ye TNG
aoBevouc Ba AappBave 500 ml Tou aipaTog
TNC.

Taiplace Tou Harrington.

MEoa o€ 3 WPEC PETA TN METAYYION ME TO
aiga TNG aoBevoucg, o apIBPOC TWV
algotreTaAiwyv Tou Harrington peiwOnke
OnNUAVTIKQ.



['la 4 pEPEC 0 APIBUOC TWV AIUOTTETAAIWY
TOU TTAPEPEIVE O€ ETTIKIVOUVA XauNAQ
eTITTEdQ Kal o Harrington yEuIoe Pe
MWAWTTEC KaI TTETEXIEC.

nv on YEPa o apIOUOC TWV AINOTTETAAIWY
APXIOE VO ETTIOTPEPEI OE KAVOVIKA
ETTITTEO Oty -

The
Harrington-
Hollingsworth
Experiment:

PLATELETS (1000/mm’]
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H e¢€Taon Tou UEAOU TWV OOTWV TOU
Harrington, TTou APONKe TTpIv KAl JETA TN
LETAYYION, OEV TTAPOUCIOCE Kauia opaTn
aAAayn oTa JEYOKAPUOKUTTOPA, OEIXVOVTOC HIa
ETTIOPACN OXI OTOV HUEAO OAAQ OTO
KUKAOQOPWVTA AIJOTTETAAIA.

AuTO TO TTEipapa KaBopioe o1 N ITP
TTPOKAAEITAI ATTO £vaVv TTAPAYOVTQ OTNV
KUKAOQOpiIQ.

O TTapayovTacg ival opada avtiowpatwy IgG
EVAVTIOV TWV YAUKOTTPWTEIVWYV TNG ETTIPAVEIAC
TWV AIMOTTETOAIWV.



H ITP cival avtidpaon utrepeuvaioBnaoiac Tutrou |l
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H trepioxn Fc twyv avriowpatwy IgG otnv
ETTIPAVEIQ TWV AIPMOTTETAANIWY TWV
aoBevwyv pe ITP deoueuel Toug Fc
UTTOOOXEIC TWV HAKPOPAYWV.

AKOAOUBEI N payoKUTTApWON TWV
QIJOTTETAAIWV.

[Tapouadia TwWV AVTIAIJOTTETAAIKWV
auToavTiowuatwy IgG uwnAnc-
OUYYEVEIOG, N OIdpKeIa CWNG EVOC
QIJOTTETAAIOU OTO aiua €ival JOVO MEPIKEC
WPEC, EVW KAVOVIKA, N dlapkela (wng Tou
gival 10 nueEpec.



H Bpoufotrevia eugavideTal €TTEION TO
YPNYOPO TTOOOOTO KATAOTPOPNG
UTTEPPBAiVEI TO TTOOOOTO TTAPAYWYNG TWV
QIMOTTETOAIWY ATTO TA PEYOKAPUOKUTTAPA
OTO MUEAO.

Ta TepIOcOTEPA ATTO TA PAKPOPaAya Kal B
KUTTOPO TTOU QUECQ N EPEC
KOTAOTPEPOUV TA alJOTTETAAIO oTnV ITP,
BpioKovTal KUPIWC OTOV OTTANVA KAl TO
NTTaP.



AUTN N KAatavonaon Tou JNXaviouou TNG
ITP kKpuBeTal KATW aATro TIC
ONMAVTIKOTEPEC APXEC TNG BEPATTEIAC TNG
aoBevelac:

(1) Tn TTOPEPTTOdION TOU OXNMUATIOUOU
QUTOQVTICWHPATWY UE TN XPNon o1apopwyv
OEPATTEUTIKWY OXNUATWY

KOl Qv aUTO ATTOTUXEI,

(2) TNV a@aipeon Tou oTTARVA.



A Autoantibody production
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Twpa ¢cEpouue OTI N KATAOTPOPN TWV
QIUOTTETAAIWY ATTO AVTICWUATA OEV €ival O
UOVOC TTABOYEVETIKOC unxaviouoc Tng ITP.
[1] YTTGp)OUuV OTOIXEIA VIO ECACOEVIONEVN
TTApAywyn AIMOTTETAAIWY, TTOU TTIBAVWCS
va OQEIAETAI O€ £TTIOEON
QUTOAVTIOCWHATWY OTA JEYOKOPUOKUTTOPO
OTO TTEPIPAAOV TOU JUEAOU TWV OCTWV.



[2] ZTouC aoBeveic ue ITP Ta eTTiTreda
OpoppoTroinTivng Tou TTAGOUATOC Eival
KOVOVIKAQ.

H Bpoufotrointivn €ival o KUPI0G
PUOMIOTAC TNG TTAPAYWYNG AINOTTETAAIWYV
KOl QUCAVETAI OTAV TA AIPOTTETAAIQ
KOTOOTPEPOVTAI ] OEV TTAPAYOVTAI ATTO
AAAEC aITiEG.



Eival Aoittov mlavo o1t otnv ITP 1O NTTOP,
N KUpla TNy OpopoTtroinTivng, €ival
QVIKOVO va TTaPAYEl IKAVOTTOINTIKO TTOOO
OpopoTroInTivng yia va ECOCOPOTINOE
TNV KATAOTPOPN TWV AIMOTTETAAIWY ATTO
T AVTIOWPATA.

[TeTrTidIa pIPNTEC TNG BpouBoTToINTIVNG
EXOUV OOKIUOOTEI 0€ KAIVIKEC OOKIMEC UE
EVOAPUVTIKA ATTOTEAEOUATA.



[3] 'Exel etriong o€1xBei ot ta T
AEP@POKUTTAPA TTAICOUV TTOAU ONUAVTIKO
POAO OTNV KATOOTPOPN TWV AIMOTTETAANIWY
Aueoa N EYPEOQ.

Ta CD8 kuttapoTtoéika T KUTTAPO
EMTIOEVTAI OTA AIPOTTETAAIO KAI TA
KATAOTPEPOUV (KUPIWG) ME TA AUTIKA
evlupa granzyme B Kal TTEppopivec.



AtTodeicn ot Ta CD8+ T KUTTAPOTOCIKA KUTTAPO
eubuvovTal yia TN KATAoTPOPN TWV AIUOTTETAAIWV:

Group AilpotretdAia oe | CD8+ T kutTapa + | CD56+ NK
KaAAIEpyeia (%) | auTOAoya KUTTapaQ +
algoTreTaAia (%) auTtoAoya
alOTTETAAIO (%)

ITP 3.09 + 0.89 7.56 + 2.80* 350 + 1.11
patients

(n=14)

Controls 3.25+1.13 3.61 +£0.90 3.63 +0.95

(n=10)

Ta amrotreAéoparta didovTtal oav % ATTEAEUBEPWONG XPWOTIKAG
OUCIAC TTOU EUTTEPIEXOUV TA QIUOTTETAAIQ.

*p< 0.05 o€ ouykpION PE TOUG NAPTUPEG.



[4] Ta BonénTika T kKUTTAPA, KUPIWC TUTTOU Th1,
OUMMETEXOUV OTN TTaBoyévela NS 1011 (Kupiwg)
uEow €kkpliong IFN-y TTou €ival n o6 KataoTpoPIkn

KUTTOPO-
Kivn o€
auTtn TN
VOQO.
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Promotes recruitment Prevents Cell mediated Antibody May be involved Prevents
of neutrophils and maturation of immune response mediated immune in asthma and maturation of
macrophages, DCs, inhibits T response tissue DCs, inhibits IL-2
induces TNF-a, IL-1, cell proliferation inflammation

IL-6, chemokines




‘Exer1 0e1xB¢ei 011 0 Aoyog Twv Th1/Th2 mRNA
QVTIOTOIXEI JE TN PACN TNC VOOOU....
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...Kal avTioTPOPa YE TOV APIBPO AIPOTTETAAIWY
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o 2TNV TTAIOIKN ITP, n EKppaaon Kai n
EVTAON TNC EKPPACNG TWV YOVIOIWV TWV
KUTTOPOKIVWY OTNV apxn TNS vOOOoU,
KaBopilel TNV TTOPEIa TN VOOOU



Prevalling patterns of ex vivo T-helper cell cytokine gene expression in the ITP patients:
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Ot1rwcg emriong kai ta emritreda Tou TGF-B1 oTto
TTAGouQ

IVIG preps | F
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[5] ETriong, @aivetal 0TI UTTAPXEI Kal Joplakr Baon oTo
ETTITTEOO PETAYPAPIKWY TTAPAYOVTWY OTNV TTaIOIKN I TP,
ONAadr o0 JETAYPAPIKOC KATAOTOAEAC Ets-2 (TTou
mmpoodeveTal otn ARRE-2 TTEpioxn Tou utToKIvnTr) TOU
yovidiou TnG IL-2 kal eutTodilel TNV EVEPYOTTOINCN TWV
TapBevikwyv T FonNONTIKWY KUTTAPWYV) OEV TTPOCOEVETAI
otn ARRE-2.

ARRE-2 ARRE-1 TATA box
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(6] MapaAAnAa, €xel 0eixBOei o1I Ta T pUBUICTIKG
KUTTapa (Tregs) eival Aiyotepa r/kai 0gv
AEITOUPYOUV €TTAPKWC TNV ITP.
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Suppression of APC by Treg.
Cell-associated molecules:

cps4:. R cDig
CD80/CD86 CTLA4 M
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Soluble factors:
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Ta Mo TpooPpaTa

OedOMEVA YIa TN
TTaBo@ualoAoyia
NG ITP:

N Cooper, W Ghanima. N Engl J
Med 2019;381:945-55.
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