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AVOOOAOVYLKN amavinon

* EunepLKAELEL TRV MOPOUGLOL LVATOLKWV Kot PUGLOAOYLKWV
dbpaypwv Kat mepAapBavet Tnv GuUCLKN Kol ETIKTNTN
OLVOOOAOYLKN OLTTAVTNON OL OMOLEC apouoLalouv

* aAAnAenidpacon —aAAnAocuunAnpwon
* SLapoPETIKO UNXOVIOUO EvapEng Kal Suvatotnta HVAKNG
* Tpeic tunot pAeypovwdng anavinong
Ttov evepyomnoleital pe tnv IL-12 kau eivat umevBuvn
yia tnv T cell-pecolafoupevn kuttapotoékotnTa
TLOU €VEPYOMoOLEital ano tnv IL-4 ko eivat uneOuvn
yia tnv IgE peocoAaBoipevn (aAAepyikn) vooo
nov evepyomnoleital ano ti¢ IL-23, TGF-B, and IL-6 ko
odnyei otnv ovdetepoPlAikil PpAeypovn Kot iowc oxetileTon
HE autoavooia
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O poAoc tou emBnAlou og OAeC TIC GACELC TNC WWOTOAOYLKNG
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AENAPITIKA KYTTAPA

*AVTLYOVOTIOPOUGCLOOTEG
*Kuttapa SEppatoc kat PAevVoyovwy
*[Mpogpyovtal amno ta npodpoua CD34+ kuTTOPA TOU
HueAoU Twv ooTtwv , Stadoporolovvtal o€ LUEAOELON KoL
boyoKuTTAPOELSN
*Mopdoloyika potalouv pe devdpa pe kKAadla ta omnola
ekdppalouv

* MHC

* Toll like receptors (TLR),

* NOD like receptors,

* C-type letin receptors
*avayvwpilouv ta potifa OAwv Twv maboyovwv
OPYOQVIOMWV, CAAEPYLOYOVWV KOl QVTLYOVWV.
*Avayvwpilovv / StatoBavovtal tnv Lotk PAAPn (ouptkod
o&L )

*vepupa oUVOEONC PUOLKNG LE ETLKTNTNG avooiog






Mannose
receptor

MpooAapPavel To avtlyovo pe Stddopouc TPOTOUC

*Qayokutwon (payokutTapa 1Y LOVOKUTTAPA, Hakpodaya)

*B KuTTOaPLKOUG UTIOSOXELC ( avTIYyOVOTIaPOUGLAOTIKA B KutTOpal)

*FcyR1, FcyR2a, FeyRl, FeyRIl (8evdpitika kuttapa, pakpodaya , B kuttapa)
*Yriodoyxei¢ pavolng (devdprrika kut)

*[Mvokutwon (0L armoTeAeopHATIKN)



AENAPITIKA KYTTAPA

g€aodalilouvv tnv MPOZTAZIA amno eEWYEVAC TTAPOYOVTEC KoL TV
ANEKTIKOTHTA touv avoolakoU GUOTAMOTOG 6TOUG SLKOUG ToUG
LoTouC.




Mature DC

High MHC II, CD80, CD86,
CD40, CD25, IL-12,

CD83, p55. Low FcR.
CD54, CD58

DC Progenitor

&

Immature DC

High intracellular MNC |1,
FcR, Low CD24, CD80,
CD8g, CD40, CD25,
IL-12, CD&3, p55
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AVOOOAOVYLKN amavinon

NeplhapBavel TNV GUCLKN KoL EMKTNTN AVOCGOAOYLKN OITAVTINON
* aAAnAenidpaon —aAAnAocupnAnpwon
* S1apOPETIKOG UNXOAVIOUOG Evapéng Kal Suvatotnta Uvnpung

AENAPITIKA KYTTAPA ko Stadikaoio avoxng e§aocdpaiilouv tTnv aveKTIKOTNTO TOU AVOCLAKOU GUOTHHOTOG
OTOUG SLKOUG TOU LoTOUG.

Tpeig tumoL pAeypovwdng anavinong
* Thl nov evepyornoteitan pe tnv IL-12 kat eivan utevBuvn ya tnv T cell-pecoAaBoupevn
KUTTAPOTOELKOTNTA

* Th2 mou evepyomoleitat and tnv IL-4 kat eivat utevOuvn ywa tnv pecoAaBolpevn aAAepyLkn voco

* Th17 nou evepyonoleitat ano T IL-23, TGF-B, and IL-6 kat 08nyei otnv oudstepodpiAkn PpAsypovi
Ko lowg oxeTileTon e avtoavooia

MnXoviooL aAVOGOAOYLKN G TIOLPEKTPOTIAG
* IgE-pecoAafoupevn evaiwcOnoia,
* KUTTOLPOTOELKOTNTA A0 LECOAABOUMEVA OVTILOWHATA,
* avtidpaon aVoGOOUUNTAEYHATOC,

emuBpaduvopevn aviidbpaon evaicOnoiac kuttapLlkol TUMOU ,

* EVEPYOTIOLNGH OVTIOWUATWVY KOl OeVEPYonoinon BloAoyikwv
AELToupyLwy,

* KUTTOLPO HecoAafoUpevn ToéLkOoTnTO
* OYNUOTLOUOC KOKKLwuotoc (nokpodava)



Avtidpaon umepevatocbnolog
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XNUELOKIVEC



Oplopol: YnepevoatoBnoto

*AvemBU INTN AVOCOAOYLKN OITAVTNON TTOU
TIPOEPYXETAL ATIO €V PUCLOAOYLKO OVOCTOAOYLKO
cvoTnua

*YriepUeTPN N akat@AAnAn mou eivat emtBAafng
OTO OLKOOECTIOTN

*Teooepa 6N uTtepevaodbnoiog
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necoAafouevn amno aviiowua
necoAafoupevn amo KUTTopo.



MEZONABHTH2

IgE

IgG, I1gM (kuttapo-Ag)

Ag-Ab

T kOtTOpO

AMNANTHZH

Apeon aneAevBépwon
LoToLpivng

Evepyomnoinon cupnmAnpwuartog -
Kataotpodn KUTTApou

AvocooUUTAEY O —

EVEPY CUUTTANPWUATOG-CUCCWPEUON
nwaowvodilAwv/moAupopdonuprvwyv-
LoTIKN BAABN

Ag —KUTTOPO HECOAOBOUMEVN
emBpaduvopevn anedevBepwon
KUTTOPOKLVWV KOlL EVEPYOTIOLnoN
HaKkpodaywv i nwowvodilwv

napadeiyparo

Avadulatia, kvidwon, ANAEPYLKN
pwitida, acOua, tpodikn
aAAepyia, pappaka

Acuppatotnta opadag aipatog,
QLMOAUTLKA VOOOG VEOYVOU,
dappakeuTiki aAepyia

Torukn Avtidpaon ApBou (Arthus) iy
niveupovitida €  unepevalobnoiag,
onetlpapatovedpitda, PA, JEA
Juotnuoatikn iy Opovooia

Mantoux, deppatitida €€ emadng,
anoppun pooxevpAToCg, XPOVIo AcOua



aAAepyloyova

MeyaAec YAUKOTIPWTEIVEG,

KN kown doun apvosEwv

EvaiwoOntomnoinon
Th2 avoocolAoywkni

andvinon



Tumoc | (apeon ) umepevalocOnola

To aAAEPYLOYOVO ELCEPYETOL OTTO TO QVATIVEUOTLKO, TO
OEPUQ, TO YOLOTPEVIEPLKO N OLLUOTOYEVWC

H mapaywyn avoocoodatpivng IgE amno ta B Aepdokuttapa
o€ anavinon tng dteyeponc twv Th2 AepdokuTTopwy HETA
Qo TNV MOPOUCLA AVTLYOVOU TtoU OVOULA{OUE
aAAEpyLOYOVO.

H avocoAoylkn amavinon Unopel va elval cuoTNUATLIKA N
TOTULKN)



Elcodoc aAAepyloyovou

GIC REACTIONS

Ingestion ~ Inhalation

T :_.'_-IHP."[i or




1" paon aAAepylkic avtidpaong (AA):
Elcodoc ano emOnAiako ppayuo
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TuTtoL aAAepyLOYOVWY avaloya e TpOTo OpaonC

* EvepyomoloUv avoooAoyikr) aAAepyikn pAeypovn pe Ttnv BornBeta twv
OVTLYOVOTIOPOUGCLOOTLKWY KUTTAPWV eTiibpwvtag ota T Aepdokuttapa

* MepLKA OTIWE T OLKAPED TNEG OLKLOKAC OKOVNG EXOUV TIPWTEOAUTLKEC
LoLotNTEC Kat dtaomouv To emBnAtako ppayuo kot eEAevBepwvouv Th2
KUTTOPOKIVEG

* EvepyoroloUv to enBriALO TO OMoLo aPAYEL KUTTAPOKIVEC GUGCLKAC
avooiac Kal EVEPYOTIoLoUV TO SeVOPLTLKO 1] LOLOTLKO KUTTAPO

* Ta emayyeApaTikd aAAEpYLOYOVO CUVIOTAVTAL OE LOKPO N UiKpO popla
(LETAAAQ, apiveg, mpwTeivec (wwv, Blodoykad evivpa, alata) N dapuaka
TOL oTtolal prmopouv va dleyeipouv ta paotokuttapa adou ouvdeBolv pe
QTTTLVEC.



2n doon AA : Avtiyovomopouaoiaon-
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2" paon AA : ANTITONONAPOYZIAZH
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2" daon AA : Ateyepon T AepdoKuTTAPWV-
KQTOA.OTOAN PUBULOTIKWY

Treg cells @

& H
FiNSe LR

Allergen Mast Cell

nTreg
(CD4+ CD25+
FoxP3+)




3n paon AA: evepyomoinon B Aepudokuttapwy

—— =%

Treg cells 0 @ .
"ﬂlL 10

(IL-10 producing) Eosinophil

nTreg
(CD4+ CD25+
FoxP3+)



Aladoporoinon Kot wptpavon Twy B

AEUDOKUTTAPWV
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Noapaywyn ewdwknc Igk (IGE switching)

Ag
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In the case of IgE, the combined effects of signals provided by IL-4 and/or IL-
13 secreted by activated T cells and by CD40 ligand (CD154) expressed on the
surface of those same helper T cells sets this process in motion. Both the
cytokine and accessory signals are necessary to efficiently drive switching.
Exposure to these stimuli triggers an ordered cascade of events in the nucleus
of the responding B cell



4n paon AA: mapaywyn IgE

Anaphylactic Reaction
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ALEYEPON LOOTOKUTTAPWV
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ALEYEPON HOOTOKUTTAPWV-

QTTOKOKKLWON
Preformed Transcribed
Histamine IL-3
Proteases |L-4
Proteoglycans IL-5  MIP-1a
TNF-a IL-6  MIP-1p
IL-&8 MCP-1
g::t""' Eﬂ“’:m‘“ 9 TNFa
Nyl IeUKOneneas IL-11 TGF—ﬂ
PGD, IL-13




Aleyepon NwWowodiAwy
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Eosinophil recruitment
Copyright © 2002, Elsevier Sciance (USA), All rights resenved.
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[MTpwin Kat o Lun aAAepyikn avtidpaon

Early Phase Late Phase

v g L N

= Leukobrienes
Tryptase

= Mautrophils

= Ecminophila

- bCAM-1

0 0.25 S 1 6
Time thel

Figure 2. Time course of selected inflammatory mediators.



Mpwiun kat oPun aAAepykn avtidpaon : AZOMA
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Mpwiun ko oppun aAAepykn avtidopaon: AAAEPTIKH PINITIAA

WORSENED __ ./~
SYMPTOMS




Mpwipn ko oppun aAAepykn avtidpaon : AEITMA ENTOMQN




TOmovu |

ALLERGIC
CASCADE

EXPOSURE

An allergen (like pollen
or dust) enters the

nose, sensltizing the
mast cells.

EARLY-PHASE
RESPONSE

Sensitlzed mast cells
release medlators
llkze histamine, which
cause ltchy nose,
runny nose, and
sneezing.

INFLAMMATION

Cytokines bring

white blood cells to
the affected area,
causing Irftation and
Inflammation that lead
to congestion.

LATE-PHASE
RESPONSE

The inflammation
leads to the release
of even more
histamine and
mediating chemicals,
which worsen
symptoms.




KYPIA YTTEYOYNA MOPIA TYNOY | AAAEPTIKH
ANTIAPA2H

°|GE

*lotapivn

*lvtepAevkivec (IL4, IL5, IL9)
*KUuTTOPOKLVEC

*XNLELOKIVEC



MEZONABHTH2

IgG, IgM
(kOtTapo-Ag)

Ag-Ab

T kOttOpO

AMNANTHZH

Apeon anelevBépwon Lotapivng

Evepyomnoinon cupunAnpwpatog -
Katootpodr) KUTTAPOU

AvocooUUTAEY O —

EVEPY CUUTNANPWUATOC-CUCCWPEUON
TIOAU LopPOTTUPHVWV-

Lotikn BAGBN

Ag —KUTTOPO HECOAOBOUMEVN
emBpaduvopevn anedevBepwoaon
KUTTOPOKLVWV KOlL EVEPYOTIOLNoN
Hakpodaywv i nwovodilwv

napadeiyparo

Avaduraia, AANepyikn pwitida, aocdua,
TPOodLKN aAAepyla, POPUOKEUTIKA
aAepyia

AcupBatotnta opdadag aipoartog,
OLLLOAUTIKA VOOOG VEOYVOU,
dbappakevtiki aAAepyia

Torukn Avtidpaon ApBou (Arthus) my
nivevpovitida €  unepevatobnaoiag,
onelpapatovedpitda, PA, JEA
Juotnuartikn iy Opovooia

Mantoux, epuatitida €€ emadng,
anoppun pooxevpaTog, XPOVio acOua



Tumoc Il
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ADCC :antibody dependent cell-mediated cytotoxicity



Allergen
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TYNOZ MEZOANABHTH2 ANANTHZH

I IgE Apeon aneleuBépwaon LOTARLVNG

Il IgG, I1gM (kuttapo-Ag) Evepyomoinon cUUMANPWUATOC -
KataoTtpodr KUTTApou

n Ag-Ab AvocOooUUIAEYO —
EVEPY CUUTANPWHLOLTOG-
OUOCWPEUON
noAupopdonupRvwv-
Lotk BAABN

vV T kOtTOpO Ag —KuTTOPO HECOAOBOUMEVN
emBpaduvopevn anelevBepwon
KUTTOPOKLVWV KOlL EVEPYOTIOinoNn
Hakpodaywv A nwolvodiAwv

napadeiyparo

Avadulatia, ANepyLkn pwvitda, aocbua,
TPOodLKN aAAepyia

AcupBatotnto opadag alpatog,
QLMOAUTLKA VOOOG VEOYVOU,
dappakeuTikn alAepyla

Torukn Avtidpaon ApOou (Arthus)
Tt mvevpovitida €€
unepevatoOnoiag,
onelpapatovedpitida, PA, ZEA

Zuotnpatikn iy Opovooia
(dpappaka)

Mantoux, epuatitida €€ emadng,
anoppupn pooxevpATOC, XPOVIO AcOua



Tumoc Il

Figure 12.32 The Immune System, 3ed. (© Garland Science 2009)



NOOOC aTTO AVOOOCUUTTAEYHATO
2UoTNUATIKN VS TOTTIKN

2uoTnuartikn - Opovoaoia- 10 nuEpeC yETA
TNV xopnynon (wikou opou

— AyyeliTida — GAeypovr) OTA TOIXWHATA TWV
ayyEiwv

— 2TreIpapaToveppiTida — GAeypovn aTn Baoikn
uepBPavN






IV

MEZOAABHTH2

IgE

IgG, IgM (kuttapo-Ag)

Ag-Ab

T kUTTOPO

ANANTHZH

Apeon aneleuBEpwon Lotapivng

Evepyomoinon cupmAnpwuatog -
KaTaoTtpodn KUTTAPOoU

AvocOooUUAEY O —

EVEPY CUUMANPWUATOC-OUCCWPEUON
TLOAU LOPHOTIUPAVWV-

LOTIKN BAGPN

Ag —Kuttapo pecoAafoupevn
empBpaduvipevn
aneAeVOEPWON KUTTAPOKIVWV
KoL Evepyormnoinon pakpodaywv
N nwowodilwv

noapadeiyparo

Avadulatia, ANepyLkn pvitida, aocbua,
tPodIKN alAepyla, poppaka

Acuppatotnta opadag apaTog, ALUOAUTIKA
vO0oO0G veoyvou, GapuaKkeUTIKA aAAepyia

Torukn Avtibpaon ApBou (Arthus) my
niveuvpovitida €  umepevatlobnaiag,
omnelpapatovedpitida, PA, ZEA
Juotnuoatikn iy Opovooia (papuaka)

Mantoux, deppatitida €§ emadng,
anoppPn HooxeluLATOG, XPOVLO
aoOpa, papuaka
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Mantoux test
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Ag-Ab

T kUTTOPO

ANANTHZH

Apeon aneleuBEpwon Lotapivng

Evepyomoinon cupmAnpwuatog -
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Avadulatia, ANepyLkn pvitida, aocbua,
tPodIKN alAepyla, poppaka

Acuppatotnta opadag apaTog, ALUOAUTIKA
vO0oO0G veoyvou, GapuaKkeUTIKA aAAepyia

Torukn Avtibpaon ApBou (Arthus) my
niveuvpovitida €  umepevatlobnaiag,
omnelpapatovedpitida, PA, ZEA
Juotnuoatikn iy Opovooia (papuaka)

Mantoux, deppatitida €§ emadng,
anoppPn HooxeluLATOG, XPOVLO
aoOpa, papuaka



Tabhla 2 Classification of drug allergies (adapted from (33}

Type of inniune

Type response Pathophysiology Clinical symptoms Typical chronology of the reaction
| IgE Mast cell and basophil Anaphylactic shock Within 1 to 6 h after the last intake of the drug
degrmnulation Angioedenma
Urticaria
Bronchospasm
Il lgz and conmplement lg; and Cytopenia 515 days after the start of the eliciting drug
complenent-dependent
cytotoxicity
Il lgM or lgiz and Deposition of innmune Serum sickness 7-B days for serum sickness/urticaria
complement ar FcR complexes Urticaria T7-21 days after the start of the eliciting drug
WVasculitis for vasculitis
IVa Th1 (IFM=y} Monocytic inflammation Eczema 1-21 days after the start of the eliciting drug
Vi ThZ (L4 and IL-5} Eosinophilic inflammation Maculopapular 1 o severl days after the start of the eliciting
exanthema, DRESS drug for MPE
2-6 weeks after the start of the eliciting drug
for DRESS
Ve Cytotoxic T cells (perforin, kKeratinocyte death Maculopapular exanthema, 1-2 days after the start of the eliciting drug far
granzyme B, Fasl) mediated by CO4 or SJS/TEN, pustular fixed drug enption
CDE exanthena 4-7B days after the start of the eliciting drug
for SJS/TEN
Vd T cells (IL-BfCXCLE) Meutrophilic inflammation  Acute generalzed Typically 1-2 days after the start of the eliciting

exanthematous
pustulosis

drug (but could be longer)

ICOM on drug allergy 2014



Ta OLKOL oU KUTTAPO yivovTal EEva Kal
exOpLka



EUXOPLOTW




	Slide 1
	Ανοσολογική απάντηση
	To ανοσιακό μας σύστημα
	Slide 4
	Slide 5
	Slide 6
	ΔΕΝΔΡΙΤΙΚΑ ΚΥΤΤΑΡΑ
	Slide 8
	Slide 9
	ΔΕΝΔΡΙΤΙΚΑ ΚYΤΤΑΡΑ
	Slide 11
	Slide 12
	Slide 13
	Ανοσολογική απάντηση
	Αντίδραση υπερευαισθησίας
	Ορισμοί: Υπερευαισθησία
	Τύποι υπερευαισθησίας
	Slide 18
	Slide 19
	Τύπος Ι (άμεση ) υπερευαισθησία
	Είσοδος αλλεργιογόνου
	Slide 22
	Τύποι αλλεργιογόνων ανάλογα με τρόπο δράσης
	2η φαση ΑΑ : Αντιγονοπαρουσίαση- Διέγερση Τ λεμφοκυττάρων
	Slide 25
	2η φαση ΑΑ : Διέγερση Τ λεμφοκυττάρων- καταστολή ρυθμιστικών
	3η φάση ΑΑ: ενεργοποίηση Β λεμφοκυττάρων
	Διαφοροποίηση και ωρίμανση των Β λεμφοκυττάρων
	Παραγωγή ειδικής ΙgΕ (IGE switching)
	4η φαση ΑΑ: παραγωγή ΙgΕ
	Δεύτερο χτύπημα
	Διέγερση μαστοκυττάρων
	Διέγερση μαστοκυττάρων- αποκοκκίωση
	Διέγερση ηωσινοφίλων
	Slide 35
	Διέγερση ηωσινοφίλων
	Πρώιμη και όψιμη αλλεργική αντίδραση
	Πρώιμη και όψιμη αλλεργική αντίδραση : ΑΣΘΜΑ
	Πρώιμη και όψιμη αλλεργική αντίδραση: ΑΛΛΕΡΓΙΚΗ ΡΙΝΙΤΙΔΑ
	Πρώιμη και όψιμη αλλεργική αντίδραση : ΔΕΙΓΜΑ ΕΝΤΟΜΩΝ
	Τύπου Ι
	ΚΥΡΙΑ ΥΠΕΥΘΥΝΑ ΜΟΡΙΑ ΤΥΠΟΥ Ι ΑΛΛΕΡΓΙΚΗ ΑΝΤΙΔΡΑΣΗ
	Slide 43
	Τύπος ΙΙ
	Slide 45
	Slide 46
	Τύπος ΙΙΙ
	Slide 48
	Slide 49
	Slide 50
	Slide 51
	Mantoux test
	Χρόνια αλλεργική φλεγμονή
	Απόρριψη μοσχεύματος
	Slide 55
	Αυτοάνοσα
	Τελικά Κύτταρα αντιδράσεων υπερευαισθησίας
	Slide 58
	Slide 59
	Slide 60
	Τα δικά μου κύτταρα γίνονται ξένα και εχθρικά
	ευχαριστω

