AIUOAUTIKEC AVAIULEC

Edeva 2oAwuou
AvarmAnpwtpla Kabnyntpia lNaBoAoyiac-Aiuatoloyiac



Avaiuia

* Auénuevn kataotpowpn RBC =
AIMOAUTIKEC AVAIHIEG

* Meiwpevn mapaywyn RBC (epuBpomoinon)
- T.X. ZIONPOTMEVIKN, HEYAAOBAAGTIKN,
AmAAOTIKN avdipid, avaigia Xpoviag vVocou



AlpoAuTtiKkeG avaipieg (1):

* Aiyocaipivomadeieg (BaAacoaiuia,
OPEMAVOKUTTAPIKN, HIKPOOPEMAVOKUTTAPIKN
avaigia)

» ActaBeic aigocaipiveg (aut. EMKPAT.
HETAAAAEEIC o€ Eva apivoéu B aAucidac)

» Alatapaxeg pepBpavng epubpwv mM.X. ZUYYEVIG
OPAIPOKUTTAPWON, EAAEITTOKUTTAPWON,
TTUPOTIOIKIAOKUTTAPWON

* Alpoo@alpiveg He OlATAPAXK) OTN GUVOEGH HE TO
O&uyovo



ApgoAuTtikeg avaipieg (1)
« 'EAAswpn G6PD

* AIHOAUTIKEC avalpieg HE AVOOOAOYIKO HNXAVIOUO
(pappaka, autoavood voonuatd, toi, 101omadng)

* Mapo&uopiKn VUKTEPLVI Adlpgoogaiplvoupid

« Aolpwéelc (MveUHOVIOKOKKOG, Salmonella typhi,
Enterococcus faecalis, pukomAacpa)

* [Mlapaocita (uaAapla, babesiosis)

* MikpoayyelomadnTiKn AlgOAUTIKN avdaipia
(HeTaAAIKeC BaABIOE£C)



Avagia amo Mewwpevn NMNapaywyn RBC (1)
* 21I0NPOTMEVIKN avalpid

* MeyaAoBAaoTtikn avaipia

* AMAaoTIKn avaigia

* Avaigia Xpovia¢ vocou

« Xpovia VEW@PIKN AVETAPKELd



Avagia amo Mewwpevn NMapaywyn RBC (l)
» Alatapaxeg eVOOKPIVWV AOEVWYV

* YTOGITIOGNOG

* AinOnon puegAou

* AlatapaxEg Tou HUEAOU TToU o0NyouV o€
pHelwpevn mapaywyn RBC (ouyyevng

oucepuBpomointikn avaigia, aAnéng amAaocia
epUOPAC oE1PAC)



OaAacoaipia

B-O0aAacoaipia: HeTaAAA€elg oTo YOViolo TNG B-
o@aipivng (>150 petaAAageig)

« Melwpevn ouvBeon B-aAucidwy, dlatapaxn otnv
mapaywyn tng HbA (a282)

« JUCCWPEUETAl MEPIOCELA A AAUGIOWYV TTOU
KaB1{avel Kal MPOKAAEL TPOwWPN KATACTPOWPN TNG
epUOPAC oE1PAC (UN ATTOTEAECHATIKN
gpuBbpomoinon)

* YTOXPWHN, HIKPOKUTTAPIKN avdluid,
otoxokuttapd



B-0aAacoaiuia

Betph Thalassemia Major — bone changes




a-0aAacoaipia

* Amoucia oAOKANpou Tou yovidiou TNnG a-
oQaipivng

* [loAU omavia €ival to amoteAecpa HeTaAAAEEwY
* MIKPOKUTTAPIKN avatpia

* Atmoucia 3 yovidiwv—> HbH (avicokuttapwon,
MOIKIAOKUTTAPWON, utoxpwuia, auénueva AEK,

omAnvoueyaAia)

* HbH (B4): 5-40% otnv nAeKktpowopnon



Hb Barts (x4)

Hydrops

fetalis
3 —/-a HbH (04) Moderately
severe
anaemia
Splenomegaly |
2 —ot/-0 HbA Mild anaemia
or Some HbH
—] 0L bodies
1 oo/t HbA Very mild
anaemia or
no anaemia

The normal «-globin genotype is ao/ac (i.e. 4 a-globin genes present).




ApEMAvVOKUTTAPIKN avalpia

« MetaAAa&n oto KwOIKovio 6 tng B-aAucidac

(BaAivn avtikaBiota to yAoutapiviko, B6 Glu->
Val)

« HbS: ¢ apuddatwon n mtwon TN HEPIKNG TAONG
02> moAupepiopog tnc HbS> oxnuatiopog
OPEMAVOKUTTAPWY—~> TPOCKOAANGCH oto £vO0ONnALO
TWV AYYEIWV~>  amo@paén ayyeiwy

« KAIlVIKEC eKONAWOEIG: Meiwon xpovou {wn¢ RBC
(15-25d) kat amowpa&n ayyeiwyv (KNZ, mveupoveg,
Kapola, ve@pa, 0EpHaA, yatia)



ApEmavoKuTTApIKN avaipid

' Sickle
‘ cells ‘
‘ Red blood cells

rPe




‘EAAc1pyn G6PD:
* To yovidio yia tn G6PD Bpioketal oto X Xpwpoowud

* H mo ouxvn dlatapaxn tou petaBoAicpou twv RBC

 G6PD def> {INADPH-> lreduced glutathione->
free radicals-RBC susceptible to oxidation of Hgb

» Aev umapxel aigoAuon pucioAoyika. Papuaka, n
daAAo¢ mapayovtag (Aoipwén)> 0o&U AIPHOAUTIKO
EMEICOOI0~> €VOAYYEIAKN AIHOAUGCH

» Gappaka: vag@daAivn, couApapedoaloAn,
vitpogpoupavroivn,...)



‘EAAc1yn G6PD

- Heinz Bodies (G6PD Deticiency)

Heinz Bodies:
MeTtouvoiwpévn aipoodaipivn




Autoavoon AlpgoAutikn Avaiuia
« Autoavooca voonuata (ZEA)

*Ogppou tumou: IgG: Payokuttdpwon oTo
oMANva: c@aipoOKUTTAPWOT)

‘Yuxpou tumou: IgM/cupumAnpwpua: evOayyeELlakn
AalgoAuon: GUYKOAANGH

« AepoumnrepmmAactika Noonuata
* loyeveic Aowéeig
« appaka (mefenamic acid, cephalosporins,

penicillin, erythromycin, omeprazole, diclofenac,
ibuprofen, ranitidine, insuline....)



Autoavoon AlgoAutikn Avaipia

*Oeppou tumou: IgG: Payokuttapwon 6To CTANvda:
oPAIPOKUTTAPWON

Wuxpou tumou: IgM/
CUMTTANpwHA: EvOAYYEIAKN oy 4
algOAuUGn: GUYKOAANRGELC RBC‘%-Q‘

% L &




Mapo&uouikn Nuxtepivn Alpooaipivoupia
(Paroxysmal Nocturnal Hemoglobinuria, PNH)

* JWHATIKEC pETAAAA&elc oto yovioio PIG-A oto
ApPXEYOVO AIPOTIOINTIKO Kuttapo—> €AAswyn GPI-
linked mpwteivwyv (CD55, CD59.....)

* Evdoayyeiakn aigoAuon

* OpouBWOEIC

 AmAacia MugAou



Mapoéuouikn Nuxtepivn Algoogaipivouplia
(Paroxysmal Nocturnal Hemoglobinuria,
PNH)

* EMIKTNTN QIHOAUTIKN avaluia Tou O@EIAETAL OTN
KAWVIKN EKTITUEN EVOC ApXEYOVOU AIHUOTIOINTIKOU
KUTTAPOU TTIOU (PEPEL CWHATIKEC HETAAAAEELC OTO
voviolo PIG-A > eAAewpn GPI-linked mpwtetvwy

(CD55, CD59.....)

* Alpoopatptvoupla Aoyw tng evooayyeLakng
algoAUONC TWV EPUBPWYV TOU £ival EUAAWTA OTN

AUTIKN OpdAon TOU CUUTIANPWHATOC



Napo&uopikn Nuxtepivn Algoogpaipivoupia

OpouBWOCEIC cUXVA OE AouvnOelg BECELC
(m.x. Budd-Chiari)

AmAaoctla MugAou

Avauia

[TvEUPOVIKN UTTEPTAON

‘Evtovn Kommwon

KolAlako aAyoc



MiKpoayyglomadntikn AalgoAUTIKN avdidid

MnXxaviko tpauud Aoyw:
MpocOstwv BaABidwy

2TEVWONG N Amoppa&éng tTng KUKAowopiag

- Alaxutn gvoayyelakn mnén

- Kakon®ng uneptaon

- 2UCTNHATIKOC £pubnuatwonc AUKOC
- OpouBwTIKN OpouBoTEVIKN TTOPYPUPaA
- OupalHIKO - AIHOAUTIKO GUVOPOUO

- AlaxuTtoC KapkKivog

- 2XIoTOoKUTTApd

oV

40
O

Sohistooyte




Avaigia otn Xpovia Negpikn Avemdpkela

* MElWUEVN TTAapaywyn pudpotmointivng

* QUPAIPIKEG TOEIVEC TTOU KATAOTEAAOUYV TO HUEAO
* 210NpPOTMEVIA

* Meiwpevoc xpovog (wng twv RBC

* AtwAeila aipatog (FEZ, ayyeloOuoTAAoieC....)



EvOOKpPIVIKEG AlaTapaAXEC
* YMoOupEeOEIOIGHOG

* Ymopuolakn AvETapKeld
* YmepmapaBOupeoEIOIGHOC
YmoBpewia:

‘[Tapatetapevn umoBpewia: VopHOXPwWHN,
VOPHUOKUTTAPIKN avdiuia

‘Neupikn avopefia: gelatinous transformation of the
BM-> veEKpwon HUuEAoU

« 'EAAE1pn xaAkou, Bit A, B6, E



AIHOAUTIKEC AValpLEC

* Ot AIJOAUTIKEC avalPLeC oPEelAovTal oTNV
auénuevn kataotpown twv RBC

* O xpovoc (wn¢ twv RBC eival peiwpevoC

* H kataotpown twv RBC yivetal amo ta
HAKPOPAYA OTO HUEAO, OTO NITAp KAl
omAnva



Artia AlpoAvonc

e 2UYYEVN AiTIA
e 2UYYEVNC ODAIPOKUTTAPWON
* 2 UYYEVNC EAAEITTTOKUTTAPWON
e Alpoodalplvortadeleg

e MetaPoAikeg olatapaxecg (G6PD def, Pyruvate kinase
def, Pyrimidine kinase def)



e AVOOOAOYIKOC LUNXaviguoc

e Autodvooa aitia (Beppou Kat PuxpeoL TLUTIOL)

e AAodAvooa (UETA Ao HETAPOOXELON, ALPMOAUTIKI avTidpaon veoyvou, alpuoAuon
LETA aTTO YETAYYLION)

e Odpuaka

e Mn avoooc¢ unxaviouoc

* ETikTNTEC dlaTtapaxeg pepPpavng epubpwv

* PNH

* [TpooBeTIKEC BaABideg

* Alpoodalpivoupia peta aro Padion

e AeuTepomabwg PeTA aro VEPPLKN N NTTATIKA AVETIAPKELQ

e AAN\Q aiTla



e AAAQ aitia

* NAolwéelc (eEAovooia, pukorthaopaq, clostridium welchii,
onyn)

e PAppaka r AAAOL XNUIKOL TIAPAYOVTEG
e YTIEQPOTIANVIOUOG

e Eykavuata



Table 8.8 Causes of haemolytic anaemia
Inherited

- -

Acquired

Red cell membrane defect
Hereditary spherocytosis
Hereditary elliptocytosis
Haemoglobin abnormalities
Thalassaemia
Sickle cell disease
Metabolic defects
Glucose-6-phosphate dehydrogenase deficiency
Pyruvate kinase deficiency
Pyrimidine kinase deficiency

Immune

Autoimmune (see Table 8.14)
Warm
Cold

Alloimmune
Haemolytic transfusion reactions
Haemolytic disease of the newborn
After allogeneic bone marrow or organ transplantation

Drug-induced

Non-immune

Acquired membrane defects
Paroxysmal nocturnal
haemoglobinuria

Mechanical
Microangiopathic
haemolytic anaemia
Valve prosthesis
March haemoglobinuria

Secondary to systemic disease
Renal and liver failure
Miscellaneous section

Miscellaneous

Infections, e.g. malaria, mycoplasma
Clostridium welchii, generalized sepsis

membrane or oxidative haemolysis

Hypersplenism
Burns

Drugs and chemicals causing damage to the red cell




Haemolysis
Increased red cell production

Increased red cell breakdown

* 1 Reticulocytosis/polychromasia * Anaemia

» Erythroid hyperplasia of bone marrow ' « t Serum bilirubin
« 1 LDH
« 1 Urobilinogen

* +ve urinary haemosiderin
* | Plasma haptoglobulin

Blood film
{ i} )|
Abnormal red cells Spherocytes Other Fragmentation
l * Bite cells
* Blister cells
Haemoglobin * Heinz bodies
T A !
Microangiopathic haemolytic anaemia, e.g.
Enzyme defects, e.g. * Eclampsia
« G6PD { * Haemolytic uraemic syndrome
. Sickle cell Hb DCT | | DCT * Pyruvate kinase | * Thrombotic thrombocytopenic purpura
Thalassaemia | | gisease C.DLEH| |+e ||-ve | | * Pyimidine 5 nucleotidases | | + DIC

e st S—

Drugs, e.9. Autoimmune haemolytic anaemia Hereditary spherocytosis | | Malaria, Clostridium welchii

.
* Quinine (—J H
* NSAIDs

* Interferon IgG - warm IgM - cold
* Ribavarin

Figure 8.16 .5/ Haemolysis: diagnostic and haematological features. DCT, direct Coombs’ test; GEPD, glucose...



Evdayyelakn-EEwayyeiakn aipoAuon

« Eéwayyestakn aiuoAuvon

ZTIG TTEPLOCOTEPEG TEPUTTWOELG N AHOAUON eival e§wayyelakn. Ta epubpa
ATOHAKPUVOVTAL Ao TN KUKAO@OopPLa armo ta Jakpowayd tou AEZ, Kuplwg
O0TO omAnva

« Evdoayyesiakn aiuoAuvon

‘Otav ta epubpd KatacTpEPovTal MOAU YPNyopa 6TN KUKAOWYopid TOTE
ameAeuBepwvetal aigooalpivn. H aigoo@aipivn autn cuvOseTdl oTnV
antoo@alptvn. AAAa o pubpog Kataoctpowng twv £pubpwyv tvat ,
HEYAAUTEPOC ATTO TO PUOKHO TApAYwYNG TNG ATTOCQALPIVNG, HE ATTOTEAECHA
VA UTTAPXEL EMITAEOV EAcUBEPN Alpoogalplyn oto mAdoud.

Autn n eAeUBepn algoc@aipivn PIATPAPETAL ATIO TA VEPPLKA cwAnvapla
KAl TTAEL 0TA oUpd. 2TA OUPOYOPA CWANVAPLA N APHOCEALPLVN CTIAEL KAl
BploKeTtal eKEl w¢ aipgootdnpivn.

To Nmap €XeL TOAU GNUAVTIKO POAO YLd Vd ATTOPAKPUVEL TNV AHOCOALPIVN
TTOU E£lval CUVOEOEPEVN HE TNV ATITOC@ALPLVN KAl TNV €EAeUBEPN
aigoogatpivn



+

+

Haemopexin

Albumin

>

Figure 8.17 (2! The fate of haemoglobin in the plasma following intravascular haemolysis.

Methaemalbumin




Altio AlpoAvonc

* EEwayyelakn AlpoAuvon

— Evboyevn Attia: Atatapayec eviupwy (G6PD,
eAewWpn mupouBLKNc Kivaonc),
AlpoodalplvomtaBdelec, Alatapaxec HEMBpavnc
epUBpwWV (KAnpOVOoULKN odalpoKUTTAPWON,
eA\EUTTOKUTTAPWON)

— Eéwyevn Altia: MaBnoelc nmatog,
UTTEPOTIANVIOMOC, AOLUWEELC, 0&eldWTLKOL
napayovtec, LGL leukemia, Autodavoon ol loAUTLKN
avalpio, xopnynon y-odatpivng




Altio AlpoAuonc

* Evdoayyelakn AlwoAuon: HKpOOYYELOTIAONTLKN
atpoAvon (m.x. mpooBetikn BaABLda),
AVTLOPACELC KOTA TN LETAYYLON, AOLHWEELC,
NOLPOEVOLLLKN aLpoodatplvoupia Ppuypou
avtiowpatoc, PNH, peta ano donypo opewc,
neta evoodpAeLo xyopnynon ummoOToOvVouU
SLoAU LaTOC




KANPOVOLLKEC OLLLOAUTLKEC OVOLULEC

e XpoOvloc Kol urtoTpoTital{wyV XOPAKTNPOC
* 2uvnNOwc BETIKO KANPOVOULKO LOTOPLKO
* XoAoAwBiaon oe maldikn / veapn nAwkia

H avaipia guayeTicetal Ye

* TN aputnTa TNG aINoAUaNG

* TIC EQEOPEIEC TOU HUEAOU TWV OO TWV
ETTIOEIVWVETA

* OTNV KUNON

* LETA ATTO iwaOnN

* QmAAOTIKA Kpion ueTa amo mapPoiod (B19)



JUVYYEVNC ALHOAUTIKEC AVAIMLEC

« Juyyevinc Zpalpokuttapwon: H mo KaAd
XApaKTNPIoPEVN BAABN TTOU TNV TTPOKAAEL
glval N EAAEWYN TNG OTTEKTPLVNG, AAAQ
UTTOPEL va TTapatnpnBel Kat amo EAAEYN KAl
AAAWV TTPWTEIVWY TNC HEPBPAvVNC

@



« JUyYYevNG eAAsintokuttdpwon: Ta epubpa
EXOUV oxXnNpa AAELYNC AOYW TNE EAAELYNC
NG MPWTEIVNG 4.1 N TOU CUUTTIAOKOU
omeKTPLVN/aKtivn/4.1

Glycophorin I(
; Anion exchanger
Pr GUIDED TOUR
otein A b (Band3) A ‘
; S34i4iete ‘ 415 0 . A * . * 0 . 0 . ' . . . . ' . * .




2ZUYYEVNC odaLpoKUTTAP WO

* [eplypadnke ya npwtn ¢opa to 1871
e 1:5000 yevvnoelc otnv B. Apeptkn kat Evpwrn
e 1:2000 atpodoTeC: avénUEVN OOUWTLKA EVBpavoTOTNTA

e amoteAel pla etepoyevn opada voonuatwy, 0cov adopa
TNV KAWLKN Baputnta

TNV TIPWTEIVLKA EANEWPN

TNV KANPOVOULKOTNTAL:

*  Kuplopxn UTOOWHATLKN KoL ONUELAKES METAANAEELC B omekTplvng, aykupivng, band
3

*  YMOAEUTOMEVN QAUTOCWHOTIKA AOYW ONUELAKWY HETAAAEewY, eEAAelPEWVY N
aotaBetac mRNA

* Néec petaAAaelg eav ot yoveic eival puotoloyikol (25%)



KALVIKOEPYQLOTNPLOKA EVPAMOTO
H kAivikn) BapUtnTa S1a@QEPEI METACU TWV a0BEVWV

* QIMOAUTIKA avaidia (avaiuia + iKTepog)

oTAnvoueyaAia (UETPIA)

XoAoAIBiaan o€ veapn nAIkia

OTTavIa €AKN OTA KATW AKPO

Bapia avaipiao AOYyw TWV PEIWHPEVWY EPEDPEIWV TOU MUEAOU TWV 0OTWV

* AiuaroAoyikoi kai Bioxnuikoi d¢iktec ouuBaroi pe eéwayyeiakn aiuoéAvon




2UYVEVNC 0PALPOKUTTAPWON

AVETIAPKELA I
P i andon exchanger (“band 3°)

AuvcAeLtoupyla cabohyrrte esidues ool (and 427

* JIMEKTPLVNG (ot Seopol
TNC OTIEKTPLVNG e'Lva\L
urtevBuvoL yla TNV
MAPAUOPDWOLULOTNTA TNG T
ueUBpavng) \R iy &5

* aykupilvng ib »

* band3

* TIPWTELVNC 4.2

. act
adducin . tropormodulin



ETILKTNTEC OLLMOAUTLKEC OLVOLULLEC

* AVOOEC N OLLOAUTIKEC QVOLLLEC HE BETIKN
apeon Coombs

* Mn AVOOEC N OLLLOAUTIKEC OLVOLLULEC ME
apvntikn apeon Coombs



Autoavoon AalgoAUTIKN avatuia

* Ol AUTOAVOOEC ALHOAUTIKEC AVALHIEC
(Autoimmune hemolytic anemias, AIHA) sivat
ETMKTNTEC OLATAPAXEC TTOU 00NYOUV OF
KATAoTPO®N TwWV £pUBPwWYV AOYwW AUTO-
AVTIOWHATWY EVAVTL TWV £PUBPWV

« Xapaktnpilovtal amo Tn mapoucia OTikou
apecou teot Coombs, TO OoTTOl0O PTTOPEL VA
TPOOOLOPLOEL TO AVTIOWHA OTNV EMPAVELA TWV
epubpwv



AlHA

* H AIHA pmopel va givat “Beppou” n unxpou
TUTTOU avaAoyd HE TO av TO AuTOAVTIoWHA
OUVOEETAl KAAUTEPA OTaA £pUBPa o€
Oepuokpactia 37°C n o€ MO XAUNAEC
Bepuokpaocieg avtiotowxa (4°C).

e 21tn Beppou TUTIOU TA AVTIoWHATA cuvnNOwc lval
9G, evw n apeon Coombs givatl Betikn yia 1gG
HOVO, YId TO CUNTIANPpwWHA 1 Kat yia ta ouo.

* 2TN Wuxpou tumou AlHA, ta avticwpata sivat

ouvnOwc IgM. Zuxva amopakpuvovtdl dmo Td
epuBpa kat avayvwpilovtatl wc C3d.



e Ta IgM n IgG avticwpata ta omolia
EVEPYOTIOLOUV TTANPWC TO CUUTIANPWHA
TPOKAAoOUV Aucon Twv puBpwv otn
KUKAowopla (evooayyelakn aiuoAvaon).

* Ta I1gG avticwpata cuxva OV EVEPYOTIOIOUV
TO CUUTTIANPWHA Kal Ta epuBpa odnyouval
o eéwayyelakn aluoAvon



Causes and major features of autoimmune haemolytic anaemias

Temperature at which antibody 37°C Lower than 37°C
attaches best to red cells

Type of antibody lgG IgM

Direct Coombs' test Strongly positive Positive

Causes of primary conditions Idiopathic Idiopathic

Causes of secondary condition Autoimmune rheumatic disorders, e.g. SLE Infections, e.g. infectious
Chronic lymphocytic leukaemia mononucleosis,
Lymphomas Mycoplasma pneumoniae,
Hodgkin's lymphoma other viral infections (rare)
Carcinomas Lymphomas
Drugs, many including methyldopa, penicillins, Paroxysmal cold

cephalosporins, NSAIDs, quinine, interferon haemoglobinuria (IgG)




Coombs’ Test

Indirect antiglobulin test

Normal cells sensitize in vitro
e.g. antibody screening, crossmatching

Normal RBC Patient’s serum/plasma
7 X

Incubation in vitro

Direct antiglobulin test

Patient’s cells sensitized in vivo

e.g. autoimmune haemolytic anaemia,
haemolytic transfusion reaction,
HDN, drug-induced immune haemolytic
anaemia




Autoavoon AlgoAuTikn Avaipia

*Oeppou tumou: IgG: Payokuttapwon oTo cTAnvda:
GCPGlpOKUTTé(QwGI’]

R | ®

Wuxpou tumou: IgM/
CUMTTANpwHA: EvOAYYEIAKN oy 4
algOAuUGn: GUYKOAANRGELC RBC‘%-Q‘

% L &




T eival n avtibpaocn Coombs’;

Eival maboyvpuovikn yia TNV DITapén avoooETaywUEVNS aQitOALONG

AVIXVEDEI TNV TTapoLoia avric@uarog IgG N cuuTANP@UATOC, CLVEESEUEVY OTNV
EMPAVEa TV EPLOP OV AINOCPAIPIDY

Blood sample from a patient with

immune mediated haemolytic anaemia:

antibodles are shown attached to
antigens on the RBC surface.

The patient's washed
RBCs are incubated with
antihuman antibodles
(Coombs reagent).

AHG: Anti Human Globulin
N Coombs reagent
N NoAvévvapocg opoc

A@oU TTponynOEti TALOILO TV EPLBP®YV TOL
aoBevouc X 3 pOopPEC, TTPOCTIOETAI O
moAvdvapuoc opog

*Aueon Sokipacia avrniopaipivng
DAT: Direct Antiglobulin Test




oALOLVaHo
AvVTICPAIPIVIKO
opo

cac |
@ -

Patients RBCs Ant-C3d

® -

Anti-lgG

Agglutination
COOMBS (+)

Agglutination




Eppeon Coombs

* AVIXVEDE EAELOEPa avTiowpuaTa (auto-/ allo-
Abs) oTov OpO TOL AOBEVOLC

Ala@popa avToavTIOWUATOG -
AAOQVTIOWHATOC

210 80% TV aoBevv e AAA TQ
QVTIEPLOPOKLTTAPIKA avToavTICWHATAa
ELPIOKOVTAI KQI OTOV OPO TV A0BEV@YV KAl
avixvevovral Je Tnyv eupeon Coombs
(Apeon Coombs+, Eppeon Coombs +)

Reopent’s seum  Conor’'s blood ssmple 5 Reopient’s [g's thet target  Anti-nemen 19' Agglutingtion cf red blood
is obtained, adoed to the bube with the donor’s red bicad cels  {Coombs antdodes)  cells octurs, because
containing serum, form antibody-antigen are added to the fiuman [d's are attached to
antibodies (Ig's). comglens, solution, red bood cels.

AVIXVEDEI GAAOQVTIC®UATA LETA ATTO
LETaQyYioEeic, aovpparotnTa Rh petady

UNTEPAG-EUPBPLOL




Figure 1: Diagnostic algorithm in autoimmune hemolytic anemia

Nonnpcytic (macrocytic)
anemia,

reticulocytosis,

low haptoglobin,
increased indirect bilirubin,
elevated LDH

DAT
positive negat

.

AlHA

O\

IgG +/- C3d c3d

iv




AlHA

< N\

IgG +/- C3d

C3d

WAIHA

History,

clinical examination,
abdominal CT scan,
immunoglobulines, lupus

anticoagulant

CAIHA
(PCH)

'

Bone marmrow
examination,
immune fixation,
immunoglobulines




O¢epareia AIHA -Bgppou ToTOL AvTioWUA

* KOPTIKOELON
*2 TTANVEKTOUN
*Rituximab (anti-CD20 mAb)

*Danazol

e KukAopwopauidn

* ACaBelortpivn

e KUKAOOTTIOPIVN
*Mycofenolate mofetil

*BivkploTivn



e H Avtoavoon AlpgoAuTikn Avatpia arto puxpo avtiowpua
dlaKkplveTal o€

e NOOOC €K PUXPOOUYKOAANTIVWV

e [lapotvouikn alpoodpatlpivouvpla aro Puxeo avticwua



NOOOC €K WUXPOOUYKOAANTIVWYV
EIZAFQrH

«  O1 YuxpoouyKoAANTiVEC gival avTiowuaTta, cuvnBeéoTtepa IgMk
(90%), Ta otTOia AVTIOPOUV HE TTOAUCAKXAPITIOIKA avTiyova
gTnNV ETTIQAVEIQ TWV EPUBPWYV

— 2Tmavia gival 1IgG Q IgA, N €xouv A EAQ@PPEC AAUCOUG..

* O 0pog "YuxpoauykoAANTIiVR™ ava@EPETal OTNV IKAVOTNTA
2u(\:/|<o)\)\nong TWV £PUBPWYV XWPIC TNV XpHon avtiopou OToUC

— AUTO OQeiAeTal OTO YeEYOVOG OTI Ta IgM avTiowpaTa £XOUV JEYAAO
HOPIAKO BAPOC Kal JTTOPOUV VA PEPVOUV KOoVTd 2 £pubpd
TTPOKAAWVTAC AQUTONATN CUYKOAANON.

« WYuxpoouyKoANTiVEC aveupiogKovTal CUXVA OTOV 0PO UYEIWV
ATOMWYV O€ XaunAoUc¢ TITAOUC Kal gival TTOAUKAWVIKEC.



NOCGOC €K WUXPOOUYKOAANTIVWYV
AOIMQAH AITIA |

« 2UXVOTEPEC OTA TTAIOIA

« 2UVNAON AoInwonN aiTia :
— MukétTAaopua TnG TTveupoviag (€10IkA yia 1o | avtiyovo)
— Aolgwdn povotrupnvwon (€10IKA yIa TO | AVTIyOVO)

2[TANIOTEPAAITIA

— Listeria monocytogenes UTTOPEl VA TIPOKAAETEI TNV
Tapaywyn anti-l avricwudaTwy.

— Varicella, Citrobacter, influenza

— Ta avTiowpaTa gival oOAlyoKAWVIKA , GUVNBwg eKYPACouV K
£)\ac%pa AAUCO Kal oXeOOV TTavTa XpnaigoTtrolouy 1o V(H)4
yovidlo



NOOOC EK YUXPOOUYKOAANTIVWV
NAGO®YZIOAOTIA

Meiwon Bepuokpaciag

| |

2uvdeon IgM  oTtnv hePBpAvn Twy
EPUBPWV.

!

ZUuykKOoAANnon epubpwyv
Evepyotroinon CUNTTANPWHATOC




NOOOC EK YUXPOOUYKOAANTIVWYV
NAGO®YZIOAOTIA

KaBwc¢ 10 KAAUpPHEVO e 10 C3b
EPUBPO ETTICTPEPEI OTIC KEVTPIKES
TTEPIOXEC TOU owlaTog, To IgM
ATTOPAKPUVETAI QTTO TNV
EPUBPOKUTTAPIKN HEMBPAVN.
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NOOOC EK YUXPOOUYKOAANTIVWYV
NAGODYZIOAOrIA |

« H KATACTPOYN TWV EPUBPWYV VIVETAI KATA fdAon
MECW EVEPYOTTOINONC TOU CUUTTANPWHATOC™.

— *Ta @ayoKUTTAPA KAl AAAQ KUTTOPA TTOU
CUMUETEXOUV OTNV QAYOKUTTAPWON DEV £XOUV
uttodoxeic yia Ta IgM



NOCOC EK WUXPOOUYKOAANTIVWYV
KAINIKH EIKONA
* 2UUTTTWHOTA OPEIAOUEVA OTNV
OUYKOAANCN TWV £pUBPWYV
— AIKTUWTNA TTEAIWON
— AKpoKuAvwon




Livedo reticularis in cold agglutinin disease




Drug-induced hemolytic anemia

The interaction between a drug and red cell membrane may
produce three types of antibodies:

* Antibodies to the drug only, e.g. quinidine, rifampicin.
Immune complexes attach to red cells, and may cause acute and
severe intravascular hemolysis, sometimes associated with

kidney injury. The hemolysis usually resolves quickly once the
drug is withdrawn.

* Antibodies to the cell membrane only, e.g. methyldopa,

fludarabine. There is extravascular hemolysis and the clinical
course tends to be more longer.

* Antibodies to part-drug, part-cell membrane, e.g. penicillin.
This develops only in patients receiving large doses of penicillin.

The hemolysis typical %/ develops over /7-10 days, and recovery is
gradual after drug withdrawal.




AcvutepomnadOnc AAA Ypuyxpou tumnovu

* 2UvNBwc¢ auayeTi(eTal Ye AOINWEEIC

v MukOTTAQoUa TTveupoviag

v NoIJWONC JovoTTupAvVwanN

v Adevoiog, kuttapopeyaioiog, HIV, E.Coli
v’ Meta ammd epubpd, TapwrTiTioa

* 2Uv00r AEU@OUTTEPTTAACTIKWY OlATAPAX WV



Haemolytic disease of the newborn

HDN is due to fetomaternal incompatibility for red cell
antigens.

Maternal alloantibodies against fetal red cell antigens
pass from the maternal circulation via the placenta into
the fetus, where they destroy the fetal red cells. Only
leG antibodies are capable of transplacental passage
from mother to fetus.

The most common type of HDN is that due to ABO
incompatibility, where the mother is usually group O
and the fetus group A.

HDN due to RhD incompatibility has become much less
common in developed countries following the
introduction of anti-D prophylaxis

These vary from a mild haemolytic anaemia of the
newborn to intrauterine death from 18 weeks’ gestation
with the characteristic appearance of hydrops fetalis



MiKpoayyglomadntikn AalgoAUTIKN avdidid

MnXxaviko tpauud Aoyw:
MpocOstwv BaABidwy

2TEVWONG N Amoppa&éng tTng KUKAowopiag

- Alaxutn gvoayyelakn mnén

- Kakon®ng uneptaon

- 2UCTNHATIKOC £pubnuatwonc AUKOC
- OpouBwTIKN OpouBoTEVIKN TTOPYPUPaA
- OupalHIKO - AIHOAUTIKO GUVOPOUO

- AlaxuTtoC KapkKivog

- 2XIoTOoKUTTApd
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Sohistooyte




Mechanical haemolytic anaemia

* Red cells may be injured by ph

oV
"
+€D_ |

Sohistooyte

sical trauma in the circulation.

Direct injury may cause immediate cell lysis or be followed by
resealing of the cell membrane with the formatlon of distorted
red cells or ‘fragments’. These cells may circulate for a short
period before being destroyed prematurely in the
reticuloendothelial system.

* The causes of mechanical haemolytic anaemia include:

damaged artificial heart valves

* March haemoglobinuria, where there is damage to red cells in
the feet associated with prolonged marching or running

* Microangiopathic haemolytic anaemia (MAHA), where

fragmentation of red cel
microcirculation caused
haemolytic uraemic synd

purpura, vasculitis or disseminated intravascular coagu

s occurs in an abnormal
oy malignant hypertension, ec

lampsia,

rome, thrombotic thrombocytopemc

ation.



ETiKTNTEC LN AVOOEC QLLUOAUTLKEC
OLVOLLLLEC

ATto evbokuTttapLa aitio

v MNopououLKN
VUXTEPLVN
alpoodatpvoupla

ATtO e€wkuTTAPLO alTLaL

v OpOUPWTIKEC
LLKpOOYYELOTIAOELEC
(thrombotic
microangiopathies,
TMA)

v  Alaxutn svdayyesLlokn
N




AA\Q QLTLOl ETLKTNTNC QLUOAUTLKNC QVOLLULOG

Eykaupara

H uwnAr Bepuokpaaia TTPOKAAE
amrodIATAN TWV TIPWTEIVWVY TNS KUTTAPIKAG
HEUBPAvVNC Kal KATATuNon Twv £pUBpwWY

Dappaka (akopa Ko xwpic EAAeWPn)
YouAdovapideg

Qawalomnupldivn

Nitpodoupavtoivn

dalvaketivn

Cisplatin

XAwpPLKO o&v

VLTPLKO o€V

vadBaAivn

UTTAE Tou peBuAeviou




