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YLOTAON TOL AIYATO

» MAadopa: vypo kAAaopa (55% ToUL
OLVOAIKOL  QipaTog) TO  OTI0IO i
ATTOTEAEITAI KLPIWS ATTO VEPO (93%)
KOl SIGALDUEVEC — OPYAVIKEG KAl
AVOPYAVEG eVWOEIS (7%)

» [aAakTwédNG EupAvION: LYNAN
OLYKEVTOWON AITTISICOV
(TTepAImISaIUial)

NAdopa ptwyo
OE CULMOMETAALY

» OpPOGC aigaToG: LITEQKEIPEVO TTOL EVE
OTaAV TO qipya agebBel va BpouPwbEi
(TTN&e1). TlepiExel TTOWTEIVES, OPETTTIKES
OLOIEC, OPUOVEG

NAdopa mAovolo
OE QULPOTIETAALR

Epuepd

» [IAGOua Kal 0pOC XPENOIUOTTOIOLVTAI s
o€ €EETAOEIC. 1€ OPIOUEVES SOKIUATIES
XPNOIYOTIOIEITAI O OPOC £TTelbry Ol
TAPAYOVTEG TIAENG OTO  TAAOUA ! )
mapepPaivovyv otnv SIadikaoia ==




BaolkG cLOTATIKA TTAQOUATOC

- Sodium

- Potassium

- Chloride

- Calcium

- Magnesium

- Phosphorous
- BUN

- Cr

Serum Electrolytes

135 - 145 mEqg/L
3.5-5.0 mEqg/L
96 — 109 mEq/L
8.5-10.5 mg/d
1.4 -2.1 mEg/L

3 -4.5 mg/dl
8 — 20 mg/dl
0.6 — 1.2 mg/dl

| BUN

‘ Cr

T

LIPID PROFILE

Cholesterol <200 200-239 240
mg/dl mg/dl mg/dl
Triglycerides <150 150-199 200-499
mg/dl mg/dI mg/d!
HDL 60 35-45 <35
cholesterol mg/dl mg/dl mg/dl
LDL 60-130 130-159 160-189
cholesterol mg/dl mg/dl mg/dI
Cholesterol/ 4.0 5.0 6.0
HDL ratio

+ yAvkodn

(véaravepakag)

+ gvlupa

+ BITAQMiVES

TOTAL PLASMA PROTEINS 6-7.5
ALBUMIN o/dL 2535
FIBRINOGEN mg/dL |200-500
GLOBULINS o/dL 21:3.8
«1-GLOBULINS o/dL 0.06-0.7
@2-GLOBULINS o/dL 031-1.31
B-GLOBULINS o/dL 0.69-2.47
_-GLOBULINS o/dL 0.55-1.90



Eupoppa cLOTATIKA

» ATTOTEAOLV TO 45% TNC CLVOAIKNG CLOTACNC TOL AIPATOC

Formed Elements of Blood

@poupokLTTaPC
(cipoTtTeTaNIa)

Eosin hl aae

: 4 osinophi ;
» o~ Basophil
Monocyte Lymphosyie

AELKOKLTTAPA Neutrophil
(AeLKO alpoopaipia)




AOKIUQOIEC

>

EiSikO Bapog mmouv €€apTATAl ATTO TOV APIOUO TWV KLTTAPWYV KAl TNV
ovvBeon Touv TAGopatog (1.050 g/ml). YwnAo €bikO Papocg civail
EVOEIKTIKO APpLEATWOONG METAEL OAAV

I€E06eg cival yETpo avrioTaong otnv Eon (TTOco TTNXTO €ival). ITo diua
eivar 3,5-5,5 popEC TOL VEPOUL, Evew OTO TTAAopa 1,5-1,8 gpopég TouL
vEQOL. ALENON apIBuoL KLTTaPWY avfavel To 1IEwdec. Av&nuevo
1I€E06ec TTapeuTTOSICEl TNV PO TOL AIUATOC KAl ATTAITE LWNAOTEON TTIEC
YIa VA QIJATWOE TOLS I0TOVG. Emiong 10 aiuya TNdEl O EVKOAQ.
XPNOIYOTTOIEITAI YIA TRV TTAPAKOAOLONOCN TNG OLEIAC PAEYUOVNC.

Taxotnta kabilnong &pLOPWV: ALENUEVEC TIUEC Ot aoBeveic e
AOIUWEN, ALTOAVOOEC KAl PAEYHUOVWEEIC VOOTOLG

AIHATOKPITNG: €KATOOTIAIC AVAAOYIAO TWV €PLOPWV AIPMOCPAIPIV
OTOV OLVOAIKO OYKO TOL QipaTtog, 6€KTNG TTLKVOTNTAC TOL AIUATOC.
ATTOTEAEI PaAOIKO &€ikTn yia TN SlAyvwon avaihiac n agoppayiag
(XQUNAEC TIHES), apLEATWONCS (VWNAES TIHEG)



[EVIKN QIUATOC
MCV: T1a&ivounon BN
AVAIUIV SRE AITMOATATPAMMA

MCHC XOUI’])\EQ TIUEQ WBC Asm\‘dull:;_':sp_—&_:zrﬂ: A_m)%gom:-m ‘[,(/pl 4,((?_Tll ATIOATAE
LTTOSNAWVOLY AL LIt s o % 2040 1w
eharTopanky ooveeon AR @ g o ow
QIHOCPAIPIVNG. RBC  Eosinia S oazea
RDW: tagivounan HOT Ao 3 % 0.
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AELKOKOTTAPON KAl e A S il ST
gppavideTal o€ RET. A %

AOIUWCEEIC, AAAEPYIAC, MOPOOAOTA  AEVKOKYTTAPIKOZ

PAeypovn, Aevxaipia. ey T

XAUNAEC TIHES roasiis a5

Mow.oxuttapmon Pafdorupnva

OVOUQACOVTAI AEDKOTTEVIQ [ e

Baaedpia otin Epm.Epufp.

KOI EU(DOViCETQl O-E: Molaypwparoiki Atuna

Zowpokvttdpuon IXOAIA

KOTAOTAOEIG
AVOOOQVETTAPKEIAG
PLT: peicdpeEvoc apiBuoc
SEIXVEI AVETTAPKEIQ TOL
HLEAOL TGV OOTWV.



EouBpoa alyoopaiplo

» O HEYAADTEQOG KOTTAPIKOG
TANBLOPOG OTO dqiya. Kal  Eival
ammopnva. MNMNapayovial OToV HLEAO
TGV OOTQV.

» Kbpio pECO via TNV TTAPOXN
ofLYOVOL OTA KOTTAPA. [leplEXxOLY
algooPaipivp TTOL  CLVSEEI  TO
ofuyovo (oévalpoopalpivn)

» TO OXNUA AP@IKOIAOL SICKOL TTOL
EXOLV PBEATIOTOTIOIEI TNV AVTAAAQYN
agpiwVv

» MetaAlaéec  ota  yovibila  TTou
KWOIKOTTOIOLY TNV TTApAywyn TN
aluoopaIpivng ovoualovTal
QIHOO P AIPIVOTTIAOEIES (TT.X.
SPETTAVOKLTTAPIKN Avalia)




AIUOTIETAAIA - SIATAPAXEC

» METAPOAEC TNC HOPPOAOYIAC TV EPLOPOKLTTAPWY (UEYEBOC, Xpwua,
OXNUA) TTAPEXOLY TTANPOPOPIES YIA AIUATOAOYIKES SIATAPAXES

Size Variations
Normal Healthy individuals
Chronic kidney disease
Blood loss
Aplastic anemia

Chronic inflammation

Microcytosis

()

Iron deficiency anemia
Thalassemia

Chronic inflammation
Sideroblastic anemia
Lead poisoning

Macrocytosis
Vitamin B12 deficiency
Folate deficiency
Alcoholism
Liver disease

Color Variations

Hypochromia

Polychromasia

Iron deficiency anemia
Thalassemia

Chronic inflammation
Chronic blood loss

Hemolysis
Hematinics treatment
Hemorrhage
Dyserythropoiesis

Target @

Stomatocyte

O

Pencil cell

4

Echinocyte

.

Acanthocyte

Sickle cell

Shape Variations

Thalassemia Spherocyte
Iron deficiency anemia
Splenectomy
Liver disease
Lead poisoning

Schistocyte
Hereditary spherocytosis .
Liver disease
Alcoholism

Blister cell

Iron deficiency anemia
Thalassemia

Chronic inflammation
Sideroblastic anemia
Lead poisoning

Artificially induced
Kidney disease
Liver disease

Abetalipoproteinemia
Neuroacanthocytosis
syndromes

Liver disease

Sickle cell disease

é

Tear drop cell

Bite cell
Elliptocyte

' 4

myhematology.com

Hereditary spherocytosis
Autoimmune hemolytic
anemia

Hemolytic transfusion
reaction

Microangiopathic
hemolytic anemia

Heart valve abnormalities
Severe burns

Adrtic stenosis

G6PD deficiency
Oxidative drugs
Unstable hemoglobins
Microangiopathic
hemolytic anemia

Vitamin B12 deficiency
Folate deficiency
Bone marrow infiltration

G6PD deficiency
Unstable hemoglobins

Hereditary elliptocytosis

Distribution Variations

Anisopoikilocytosis

230
o0

)
O‘O

Rouleaux

Agglutination

Nutritional deficiencies
Bone marrow disorders
Hemoglobinopathies
Liver disease
Splenomegaly

Blood loss

Nutritional deficiencies
Bone marrow disorders
Transfusion in
hemoglobinopathies

Multiple myeloma
Inflammatory conditions
Dehydration
Autoimmune diseases

Autoimmune hemolytic
anemia

Blood transfusion
reactions

Infections

Cold agglutinin disease



AVAOKOKAWON £E0LBPOKLTTAP WV

>

KokAogpopoLv oTo aipa yia 120 NuEPES apoL ATTEAELBEPWBOLY ATTO
TOV MLEAO TV OOTWV, TIPIV YELAOOLY Kal TTEBavovy. Mepittov 200 i
TTAPAYOVTAl KOBNUELIVA

AIuOALON: N ATTOSOUNCN TV YELAOUEVAV ELLOPOKLTTAPWY. MPwIuN
KATAOTPO®PI TOLC UTTOPE VA 0dNYNOEl O AIMOALTIKA avaipia, OTTou N
TAPAYWYN VEDV EQLBPWV €V UTTOPE VO AVATTIANPWOEl TNV ATTWAEIC

H aipoogaipivn avAKLUKAWVETAIL. AIQOCTIATAlI O€ ETTIUEQOLC TTPWTEIVEC
KAl TTEPAITEPG CLOTATIKA TA OTTOIA XPNOIUOTIOIOVLVTAI VIO TNV CLVOECN
VEQV TTOWTEIVWV

H aqiun TV YEPLAOUEVWY €PLOPOKLTTAPWY TIOL HEeTAROAI(ovTal
TAPEXOLY  TOV  ATTAITOLUEVO OIdbNEOo  yId Tnv ovbvBeon TNC
aipooaipivng. O  ameAELBEPWUEVOC  OIdNEOGC  UTTOPE KAl
ATTOONKELETAI OTA KOTTAPA WC PEPPITIVN. XTNV OISNPEOTTEVIKN avaipia
TTAPATNPEITAI AEXIKA HIA PEION TNS PEQPPITIVNG. XTNV TTEQITTITCCN ALTN
XPNOILOTIOIEITAI  EAELBEPLOC CIbNPOC VYIA TNV TIAPAYWYN VEWV
£EPLOPOKLTTAP WY, UE ATTOTEAECUA VA UEIVETAL.



AELKA AIJOOCPAIPIO
» [lapéxovral ATTO TO Aiya OTIC €0TIEC AOIUWENS N KATAOTPOPNS TOL
IOTOL YIO TNV ApLVA €vVAVTI AOIUOYOV@WY OPYAVIOUWY Kal EEvav

TTAPAYOVTRV

TYPES OF WHITE BLOOD CELLS

Granulocytes Agranulocytes

e

1.Neutrophil 2.Eosinophil 3. Basophil 4. Lymphocyte 5. Monocyte
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Helps in Fights against Produces inflammatory Produces specific Fights off bacteria,
phagocytosis parasitic infection and allergic reactions immune responses viruses and fungi

[ —

B Lymphocyte T Lymphocyte Natural Killer Cell




AluoTToinoN

» H Siadikaoia Touv AauPavel Xwpeda
OTOV HLEAO TV OOTWV KAl OTO [
AELDIKO dpyava (oTTARvVaC, e
AeUPadeveG) yia TNV dSnuiovpyia
TV KOTTAPIKQV TTANBLOUWY TOUL
AiUATOC

» H Tmapaywyn apxilel pE  TOV
TTOANQTTAQCIACHO TV [
TTAEI08LVAUYV APXEYOVV
KOTTOPWY TA OTI0Ia AVOAOYQ L€ ks
TOLC  ALENTIKOLS  TTAPAYOVTEG
SeopeLOVTAI KAl SIAPOPOTTIOIOLVTAI
o€ EpLOpPOPAAOTEG
(epLBpPOKLTTAPA),
HEYAKAPLOPAAOTEG (QIUOTIETAAIQ),
HLEAOPAAOTEG  (ULEAKOI  TOTTOI), Me TV £miSpaon KLTTAPOKICV
HOVOBAAOCTEC (LOVOKOTTOPA) KAl  S1apopoTrololbvTal TEPAITEPED
AEHPOPAACTES (AePPOKOTTOPA) &nHIoLPYWVTAG WPIMA KLTTAPA




EovBpotroinon

> AlgyeipeTal Ao TNV PEIPEVN TTapoxn O, OToLG VEPPOULGS Ol OTIOIO
EKKOIVOLV TNV gpudpoTrroINTivil, N OTI0Ia  TTPOKAAEI
£oLOPOTTOINCN OTOLE AIUOTTOINTIKOLE I0TOLS KAl TNV dnNuUIoLPYIA

£pLOBPOPAACTOV (VOPUOPRACOTES)

EANEIPNC EpLOPOTTOINTIVNG

Erythropoiesis

/-\,. vy '?-\\"\-\ 0 T
@eSce

Hemocytoblast Pronormoblast Basophilic normoblast Polychromatophac
(Proerythroblast) (Earty normoblast) normoblast

avgnuevn

ACBEVEIC UE XPOVIA VEPPIKN VOO O XapakTneIi{ovTal atro avaigia AOyw

Qrthochromic
(Red bicod cell)

(Intermadiste normobiast) (Late normoblast)

shutterstock.com + 2391360299




AluooTaON

>

BAGPN ©TO ayyelako SIKTLO
0dNYEl TAXEWC OE EKXLUWON
(ueEAavIQ) kal O€  ATTWAEID
aipatog av bev 8100 WOk

H emoxacm NG omoppowog
ammo  €va Tpouuoﬂouavo
AyYeio N aiyooTaon
ETTITOYXAVETAI o]3 4
ouvoedepeveg SIAGIKATIES

EmmAéov  Aeirovpyie€  TNG
AIUOOTAONG gival N
dlatenaon g LYPNS
HOPPNS TOL QqIPATOC KAl N
SIOALON TV BPOouPwV PETA
TNV ATTOKATAOTAON  TNG

AYYEIOKAC BAGPNG
(IvedoSoAvon)




DACEIC AIPOOTAONC

Hemostasis

1) Ayy&looLOTOAR 2) | AlJoTTETAAIOKN
Platelet clot

Constriction Platelet

4. lveodolvon

¥ 3 Cleveland Clinic ©2024




Bhpa 1 - ayyeioovoTttaon

>

AUECC HETA TOV TOALUATIOUO N AIYATIKA EON EmMPEAdLVETAl AOYW
TNC TEONG TIOL AOKETAl ATMO TOV  TTEPIRAANANOV  I0TO KAl TNV
AYYEIOOLOTOAN

H mieon avfaverar SIOTI TO qipa peel €€ amo 1A TEPIXOEI6N ME
ATTOTEAECUA VA CLOOCWPELETAI OTOV TTEQLIBAAAOVTA I0TO

YOOTIAON TV LITOKEIPEV@V MLV CLUTTIECEI TTEQAITEQW TA AINOPOPA

ayyeia
Endothelium Basement membrane Arteriole smooth muscle

Endothelin release Heflex ECM (collagen)
causes vasoconstriction \ vasoconstrictio



Bhpa 1 - ayyeioovoTttaon

» OeileTal o€

1.
2.

TOTTIKO AYYEIOOTTACHO (AVTAVAKAQOTIKO TTOL PEIVEI TNV POon)
NeLPIKG AVTAVAKAQOTIKA (EVEQYOTTOINGN LTTOSOXEWY TTOVOD)

TOTTIKA EKKPIVOUEVOLC TTapayovTec. EvéoOnAivn Touv ekkpiveral atmo
TA KATEOTOAUUEVA KOTTAEA N OTTOId CLVTNEEI TOV AYYEIOOTTAOUO KAl
OLOIEC TIOL €EKKPIVOVTIAlI ATTO TA QIUOTTETAAIO (BpouPoavn A,
OEPOTOVIVN) KAl CLVTEAOLYV OTOV 610 OKOTTO

Endothelium Basement membrane Arteriole smooth muscle

Endothelin release Hetlex ECM (collagen)
causes vasoconstriction \ vasoconstrictio



BAUA 2 — QIJOTTETAANIOKOC BPOUPROC

» [lowToyEVNG AINOOTAON

> JKOTTOG: OXNUATIOUOGC CPXIKOL BpouPou 1oL Ba A&TOLPYNTE WG
(PLOIKOC PEAYUOC. ATIOTEAEITAI ATTO QIMOTIETAAIA TTOL CLVSEOVTAN

LETAEL TOLG UE IVEOSOYOVO
» O OpouPog oe avTo To oTASIO gival ELOPALOTOG

= ‘4 Recruitment
'3 Granula release :
(ADP, TxA2) (/“/

= \,_(’ _ Aggregation
C_ XD S/ (hemostatic plug)

Endothelium Basement
membrane

Collagen



Red Blood Cells and Platelets

AIUOTIETAAIA

» AKAVOVIOTOL OXNUATOC, SIOKOEION
OoaLOUATA TV TTPOSPOUWYV KLTTAPWYV
(uEyakapLoKLTTAPA).  ATTLPNVA UE S s
uEyeBOG oxedov TO V4 TV
£OPLOPOKLTTAP WV

» O KGTOK&ppOﬂGp(’)g TV
uayoKopUOKoTTopoov OTOV uua)\o TV
OOTWYV ETTAYETA aTTo NV

Opouporrointivn, N OTToIA EKKPIVETAI ATTO
TO NTTAP KAl TOLG VEPPOLGS OTAV Eival O€
XaUNAQ eTTiTreda

Stem cell Developmental pathway

b i

ﬁ _'i‘t_’ '/'_.;

Hematopoietic Megakaryoblast Megakaryocyte : Platelets
stem cell (stage | {stage 11/111)

(hemocytoblast) megakaryocyte)




AIUOTIETOAIO

» [lepiExOLY  ONUAVTIKEG TIPWTEIVEC Ol OTToIEC  ATToBnKeLOVTAI  OE€
evOOKLTTAPIA KOKKIO KAl EKKQIVOVTAI OTAV EVEQYOTTOINOOLY KATA TNV

SIAPKEIA TNG TTNENG A-KOKKia: IVed80YOVoO,
IVeOSOVEKTIVN, TTApAY®V
Mukva kokkia: ADP, V, Opoupoavn A2,
oeporovivn, Ca2+ TapAyovTag von

Willebrand (vWF)

Surface connected

microtubules Canalicular system

Mitochondria

Microtubules

granule : filaments

Dense tubular Trilaminar unit
system membrane




BAUG 2 — QIYOTTETAAIOKOC BpOUROC

1. Tpavpariopéva evéoOnAiaka KOTTapa &EkKpivouv mapayovria VWF o
oTmoiog oLVSOEETAl OTO KOAAAYOVO TOL TIAPAKEIMEVOL I0TOL Kal
TTPOKAAELI TNV TPOOSE0N TWOV KLKAOPOPOLVTWYV AIHOTTETAAI®V

2. H mpookOAANoN MPOKAAEI TNV EVEQYOTTOINON TWV AIMOTTETAAI®V KAl
TNV aAAQyn TOLS O& AKTIVTO oXNHA

3. Ta evepyorroinuéva aigotreraAla ekkpivoov ADP kal 8poupofavn A2
Ta OTToia TTPOKAAOULY TNV CLOTPATELON KAl EVEPYOoTTOinON KAl AAAGDV
QIJOTTETAAIGV

=1

= (4 Recruitment
(3 /Granula release =

~ (ADP TxA2)

_(' _ Aggregation

_\ /\\ S/ (hemostatic plug)

-

Endothelium Basement

membrane Collagen



BAUA 2 — QIJOTTETAANIOKOC BPOUPROC

4.

Ta aiyomeralila cLoowWPELOVIAI OTO OoAotva avfavopesvo PLoUA
(plug) aigoTTeETAAI®V KAl EKKPIVOLV XNMEIOTAKTIKOVGS TTAPAYOVTEG

Ta aipomeralia orabgporolobvTal HETAEL TOLG HE IVAOSOYOVO

Ta aIHOTIETAAId TIOL (PEPOLV HEYOAAEC TTOOOTNTEC AKTIiVRG Kal
HLOOIVNG KIvoLvTal Kal TepIopilovby TOV  OXNUATIONO TOL
MPOCWEIVOL BLoparog (6poupovu)

AN (4 Recruitment
(3 Granula release / =
/‘—\

~ (ADP, TxA2) (

_(' _ Aggregation

_ /\ S/ (hemostatic plug)

-

Endothelium Basement

membrane Collagen



Bhua 3 — TNéN ka1 oT1aBepoTtoinon

» AELTELOYEVNC AIOOTACN

» O unNXaviouog TNG TTNENG EVEQYOTTIOIEITAlI WOTE VA OXNUATIOTE €VAG
TEAIKOG OTaOepOg OpopPoS (epLOPOC BpPOouPoc-TIEPIEXEl £PLOPA
aluoocpaipIal).

> IKOTTOC TOL MNXAVIOUOL TNENG €ival N MPETATOOTIN OTn B¢on TNG
BAAPNC ToL SiIaAvToL IVESoyovoL o& adlialvTo SIKTLO IVESOLGS KAl N
mayibevon  EPLOPOKLTTAPWY KAl  CIUOTTETAAIY  WOTE VA
OTABeOOTTOINBEI O AIPOTTETANIAKOS BPOUPROC.

Secondary Hemostasis

—— e — ettt o ——. e — . —— ettt — . - —— el e

. e A _—‘—\>~, A. - ‘-

O ® o O

Phospholipid complex expression

Csue factor ° Thrombin formation Cssue factor Fibrin formation
.. »':;."‘“'-. Av-"

‘ ..”"f
SERR AT iy

=
g

. <
= ARG e

Fibrinogen is converted to fibrin by thrombin



KAtappAkTnNG TTNENGC

>

Aladoxikn EveQyoTTOINON
TAPAYOVTI®YV mnéng o€
AALOIOWTEC AVTISPACEIC

Napayovtec TNENG oLvTIBETAl
OTO NTTAP KAl KOKAOPOPOLY OTO
TTAQOUQA OE AVEVEQYN HOPPN

AVAQEOQOVTAl  UE  AQTIVIKOVG

ap1Buovg (I-XIl)

Birapivn K: Ammapaqitntn yia tnv
TTAPAYWYN OPICUEVRIV
mapayovTtav (I, VI, 1X, X)

H éaNeiwyn 1 n SuoA&Tovpyia
TOLC (T7.X. AIMOPPEOPIAIA) UTTOPE
va obénynoe o€ ooPRapEc
AIUOPPEAYIKES SIATAPAXEG.

[NKTIKOC NOpAYoOVTaC

Ivin ﬁ oy ,j Vo
MpofpopBivn

Iomkoc napayovrac (BpopBoniaarivn)

Mpoatshzpivn
MpokovPzpTivn
Avmapopidikoc napdyovTacg A
Avmapopidikoc napayovrac B
(napayovrac Christmas)
NpoBpopPivaon (nopayovrac Stuart)
[Mpoyey iél:ITE.I:Iﬂ BpopfoniaoTivn
nAdoparac
NapayovTac Hageman
NapayovTac araBzponoinonc Tou




2 0601 TTNENG

N e err sl ENAOTENE SYSTHMA

oboi obnyovv Ot
SIAPOPETIKA

Bnuata aAAQ TO
TEANKO OTASIO VIO
TOV  OXNUATIOHO

EZ(FENEZ ZYZTHMA

IVGOS0OLC gival

KOIVd MapaxolouBeltal MapaxohouBeital
H evéoyevng 060¢ <mﬁ°"xpmu / mvﬁmm
EVEQYOTTOIEITA Wm‘gfp“g‘:g‘m"""ﬂl \vafemm
UECW TOUL nopdyovreg ménk LX,V, I,

X, X1, X, Vill,

OLOTAHATOG v,

EmaQng

H e€wyevng 0606
EVEQYOTTOIEITA

amd TOV  IOTIKO
mapayovra (IoTIKN
OpoupotTAacTivVN)

KATAPPAKTHI ANTIAPAZEQN NH=ZHZ




Evéoyevnc 060C TTNENG

» Zekivd OTav TO Qipd
EOXETAI OE  €TAPr ME

TPALUATIOMEVES & m'\jlc PATHWAY] t  [EXTRINSIC PATHWAY
AYYEIAKES ETTIPAVEIEC ¢ Vil
(TT.X. KOANQYOVO) in Vivo A — "'" ‘ TISSUE FACTCR
; ; . X — X2

» In vifro oTav TO QAIPa Caie L Viia
epBel  oe  emmapn e > =t o Xy e X
apvNTIKA  (POPTIOUEVES s vy Xt
YOOAIVEG ETTIPAVEIEG PROTHAOMBIN ~—————#= THROMBIN ———=-

> Oénygi O€ £V€QYO'|TOir]O_ﬂ FIBRINOGEN —’—. FIBRIN
QIUOTTETAANIV PEC® TNG e
ATTENELOEPDOONG [ FINAL COMMON PATHWAY |
PWOOPOANTTISIOV Kal N, LIS
EvepyoTToinon TOL
mapayovta XII
(mapayovTtag

Hageman)



ESwyevng 060G TNENG

» Na Tnv evapén NG
e€yevouc odouv Eivail

amapPaiTNTOC - (INTRINSIC PATHWAY | EXTRINSIC PATHWAY
v K1) —- Xl ?
IOTOAOYIKOG ¢ Vit
Tapayovrag TTOL A — ""' ' ‘ TISSUE FACTCR
EKKQIVETAI  ATTO  TOV B = iXa . L.
TOQLUATIOPEVO IOTO ’ IS LI ‘
: X . JN APt * Yo 0 = o wm o -
» O IOTOAOYIKOG Cs ‘v g X
ﬂopdyovmg 0o PROTHAOMBIN ~—————#= THROMBIN ———=-
on0|og EVEQYOTTOIEITAI s e iy
aTTo OOUTTAEYHO
' it - Xilia
T o [FINAL COMMON PATHWAY |
PO POATTISIa),
EVEQYOTTOIE TOV STABLE FIBRMN
mapayovta Vii

(TookovRepPTivVN)



ANNAETTIOpAON

(INTRINSIC PATHWAY

' ' BACKGROUND
COLLAGEN
> H 6 EaAon TV 6 LO kALumEJ: * SERIES of STEPS in RESPONSE o BLEEDING
' : CAUSED by TISSUE INTURY
O6CDV 68\/ EIVO | o EACDH STE:P AC.TI(\)/ATESO(M NEXT & ULTIMATELY
1 ) PRODUCES o« BLOOD CLOT
OVE&O PTNTN PAEHISIERET® g X\ * aka SECONDARY HEMOSTASIS
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POAOC aoReoTIOL OTNV AIPNOOCTACN
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[1aBNoeIc & AVTITTNKTIKA

> AVETTAPKEIA N EAAEIYPN OTTOIOLENTTOTE TTAPAYOVTIA TOL KATAPEAKTN
UTTOPEI VO 0dnynoel o€ alyogIAia (QIuopEoOPIAIal)

» Averrapkela mapayovrta Vi -> aipogiAia A
» AvVETTAPKEIQ TTAPAYOVTA IX -> alpogiAia B

» AVTITINKTIKA (PAPUAKA eumtodiCovy TNV TNEN TOL QIUATOC KAl TOV
OLVETTAYOUEVO OXNUATIOUO BpouPwyv o aoBeveic pe ocoPfapn
KAPS8IOKNA AVETTAPKEIA (EVESIMN NITAPivn)



BApa 4 — ivadboALON

» AIGALON TOL TTPOIOVTOC TNC TTNENC (Ivedng Bpoupog)

> ZWOTIKNG OoNUaciag yiati armokaBioTa Tn Por TOL AiJATOC PETA ATTO
TOOLUATIOPO KAl €EaopaAiel TN PaAtotnTa TWV  AYYEIWV,
TOOOTATELOVTAC TA ATTO SNUIoLEYIC BPOUPRWYV

» To kOpIO e&v(LUO TIOL KOPEI TO IVASEC TIAEyUd €ival N TTAAOCHMIVN

(MpowTeaon oepivng). Avtn N Sdiadikaoia dnuiovpyei BpavouaTta TToL
ekkaBapi{ovTal ATTO AAAEC TTPWTEATCES N ATTO TO NTTAP

Contact factors

(] e FOPs

(’ D-dimer

A
plasmin /\ / \

O

plasminogen



OPOHPOALTIKO O& KATAOTACEIG present in blood
OMwWS o0fL Eugppaypa ToOL
HLOKaPSIOL KAl  TIVELHUOVIKN

[TAaopuIvn

H TAaopivn KOKAOPOPEI WS avevePYO £vCLUO (TTAACHIVOYOVO)

TO TIAQOUIVOYOVO UETATEETIETAlI O€ TIAQOMIVN ATTO  TOV  IOTIKO
gvepyorroinTn Tov MAaopivoyovou (TPA) o otroioc atreAeLBePVETAI
ATTO TA EVEQYOTTOINUEVA EVEOONAIOKA KOTTAPC

H cuppikvedon ToL BouPROL GLUPAIVEI OE Aiya AETTTA N WEES PETA TOV
OXNUATIOPO TOL

H ocuvppikvedon PEPVEI TA TPALUATIOPEVA CAKEQA TIIO  KOVTQ,
KABIOTWVTAG ELKOAOTEQO YIA TOLC IVOPAAOCTEG, TA Agia pLIKA Kal TA
ev60ONAIOKA KOTTAPA VA APXIOOLV TNV ETTOLAWOCN

g Tissue plasminogen aclivator (1PA),
Plasminogen [ " . e

activators

urokinase, streptokinase
staphylokinase, vampire bat PA

{inhibits tPA, plasminogen into
active plasmin

TPA xopnyséirai WG PAI-1 1 Cleave

in small concentration)

Plasminogen === Plasmin
' Bhorelin a,-antiplasmin
EU ﬁOAn fibrin clot, 1 plasmm( ?)?Zss:)r[\(t)?r‘)c::éxl?r:tggg!:entration

core of

6-8X exceeding therapeutic dose of plasmin)]
thrombus

Fibrin degradation

Fibrin > A




ETTOOAGON

>

H BEATIOTN €TOLAWON ATTAITEI TNV EMOTEATELON N TNV SNUIOLEYIA VEWY
KOTTAP WYV IOTWV KAl AIJOPOPKYV AYYEIWYV

A€ PLIKA KOTTAPA, PAEYHOVWON KLTTAPA KAl IVOPRAAOCTEC EAKOVTAI
ATTO XNMEIOTAKTIKOVLG TTAPAYOVTES TTOL EKKQIVOVTAI OTNV TTANYN

MITOYOVEG OLTIEG TTOOAYOLY TOV TTOAAATTAACIACHO TOLC

Avéntikoi mapayovieg (PDGF, EGF) c¢Aéyxouv Tnv  oLvexn
AvVaSIaPOPPWON TOL ICTOL KAl TOL KOAAAYOVOUL ATTO TOLGS IVOPAAOTEG
LEXOI TNV TEAIKN ETTOLAWGCN

Ta  QIUOTIETAAIO  €KKQIVOLV  TTAPAYOVTEC  TTOL  TTPOKAAOLV
TTOAAQTTIAQCIOCUO,  PETAVAOTELON KAl SIAPOoPOTToINCN  TWV
evOOONAIOKGY KAl AEIV UUIKWY KOTTAPWY OLPPAAANOVTAG OTNV
ayyeloyéveon

Ta veéa TPIXOEISN BPEPOLY TO CNUEIO KAl PoNBoLY GTNV SNUIOLEYIA TOL
OLVOETIKOL I0TOL

Ol  QYYEIOYEVETIKOI  TTAPAYOVTEC  UTTOPOLY  (PAPUAKELTIKA  va
ETTITAXVLVOLY TNV EMOIOEOWON TWV IOTWYV (SEPUATIKA €AKN)



