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Τα στάδια της διαφοροποίησης των Τ λεμφοκυττάρων


MPOEAEYZH - AIAOOPOIMNOIHZH T AEMO®OKYTTAPQN
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MetapoAec Twv T-Asudokuttdpwyv oe acBeveic pe XNN

§ EAdttwaon OAwV TwV TUNWV T-AEUdOKUTTAPWV:

§ mapBevwy (naive) T-Aepudpokuttapwy
§ dpaotikwv T-Aepdokuttapwv (effector T cells)
§ T-Aepdokuttapwyv pvapnc (memory T cells)

§ nTregs (av&énon tng amontwong)

§ AuEnuévog Aoyoc Th1/Th2 kuttapokivwv
§ EAattwon tou Adyouv CD4/CD8

§ Au§non twv €D,CD,gAull
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CD4*CD28" " T cells in coronary artery
disease: when helpers become Kkillers

Ingrid E. Dumitriu, Ernesto Trallero Araguas, Christina Baboonian, and Juan Carlos Kaski*

Cardiovascular Biology Research Centre, Division of Cardiac and Vascular Sciences, 5t George'’s University of London,
Cranmer Terrace, London SW17 ORE, UK
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Presentation Notes
Antigens such as heat shock proteins (HSPs) that are expressed in the atherosclerotic plaques are presented by antigen-presenting cells to CD4CD28T cells. Following repeated rounds of activation by DCs, some CD4CD28Tcells lose the expression of CD28 and undergo oligoclonal expansion. CD4CD28null T cells are resistant to apoptosis induction  and relatively insensitive to the suppression mediated by regulatory T cells (Treg cells) .These factors also contribute to the expansion and accumulation of CD4CD28null Tcells in CAD. 



YKOTOC TNC peAetnc /MeBodol

ZKOTOG. N EKTLUNON TwV Slatapaxwv 6Toug UonmAnBuouoUg T AeUdOKUTTAPWY OF
aoeesvstq e XNN-T2 umto cuvtnpnTkn aywyn Kot n evoéexouevn enidpaon tTng eEwveppLKng
kKaBapon

MeBodol : Me tnv peBodo tng KUTTAPOUETpiag pong armopovwonkav oL urtonAnBuaopotl
Twv T )\euclJOKurtapwv

CD3+CD4+, CD3+CD8+
NK (CD4-CD16+56+), Tregs (FoxP3+CD4+CD25+),
CD4+CD28- , CD8+CD28-

ot deiypata oAkoU aipatog 26 aocdevwy pe XNN teAikou otadiou miplv Tnv €vtagn Kat ot
TLUEG TOUC OLUYKPLONKav pe auTeC 15 uyelwy uaptupwv

D3e 8 aoOeveic ot uetpnosic emavaAnednkav 6 UNVEC UETA TNV EVTaén o€ EEWVEPPLKN
kaGapon (4 oe TN / 4 o€ 1K)



Kpttripla Evraénc / dnuoypadika orolysia aoBsvayv .

Kpttiipla évtaénc: Anpoypa@Iika XapakTnPIoTIKA ao0BevwyY
, , HAkia (€tn) 61,5+10
HAwkia 18-75 etwv
, , , , Ao (A/T) 16/10
XNN teAlkoU otadiou, mpLv TNV EVIAEN OE IPOYPOALUL
umokataotaong tng vedplkng Asttoupyiag (TN / ZOMK) SN
4 (15%)
AY 22 (84%)
Kputriplat anokAELopHOU: ZAIl 9 (34%)
MNepld. a LOLKT)
Evepyd autodvoaoo f xpovio GAeypovwdec voonua végodq)/AlsEt PEEEN 12 (46%)
Evepyog Aoipwén Kémviopo 7 (26%)
ANPN KOPTIKOOTEPOELSWV ] OVOCOKATACTAATLIKAC AYWYNG TN/ 1K 19 (51,4%) /7

TouC TeAeuTaiouc 12 pAiveg (18,9%)



Amote\Eopata

MetaBoAEg umomAnBuopwy Twv T-Aspdokuttapwy o acBeveic pe XNN-TZ, ouykpLon
L€ VYLELG HAPTUPEG
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B AocBeveic T Lymphocytes 21944592 14914636  p<0,006

T Lymphocytes % 3210 1945,3 p<0,003



AmnoteAEopara.
MetaBoAEg untomAnBucopwv Twv T-Aepdokuttadpwy o€ acBeveig pe XNN-TZ, cuykplon

L€ UYLELC HAPTUPEG
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CDA4(+) 1165+359 735377 <0.05
CD4(+)%  50.9+8.6 46.8:8.8  <0.17
CD8(+)%  23.07:9.5  27.1:10  <0.23
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AnoteAeopara
MetaBoA&Eg umomAnBuopwy Twv T-Aepdokuttapwy os acBeveic pe XNN-TZ, ouykplon

LLE UYLELC LAPTUPEG
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NK% 13.4+9.1 17.2+7.8 NS

B AoBeveic

CDACD28(-)%  6.9+8.7  9.3%9.7 NS




MetaBoAég twv Natural killer cells ko twv Treg cells
pHeta tnv évtaén o TN R ZONK
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MetapoAéc twv CD4+CD28null ko twv CD8+CD28null cells

HeTA TNV évtaén o€ TN R ZONK
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Juurepaoua:

2touc¢ aoveveic ue XNN-T2 mapatnpouvtal onUaVvTIikeG dtatapaxec otouc urtonAnduououc T
AELQOKUTTOPWY OE OUYKPLON UE TOV vyt mAnBUouO rtou rteptAauBavouv.

§ EAQTTWON TOU amoAutou aplBpou kot mocootol Twv T AepdokuTTApwv
§ EAattwon twv Bonbntikwv CD4+ T Aepdokuttapwy

Meta tnv €vtoén o€ e€wvedplkn KABapon mapoTnPELTOL:

e EAattwon twv Tregs

§ AUEnon twv CD4+CD28- ta omola £€xouv CUCXETLOTEL e auEnuevo KapdLayyeLlako Kivbuvo

§ AUEnon twv CD8+CD28- mou oxetilovtal pe xpovia SUCAELTOUPYLO TOU 0lVOOOAOYLKOU
OUOTAMATOC
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