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To cUCTNMO TOU CUMITANPWHLOTOC

> 'Evag onUavTkog SpaoTikog UNXaviopnog tng Guokng
avooiag KaBwe Emong Kal £vag arno Toug KUPLOTEPOUG
SPACTIKOUG UNXAVIOUOUC TNG XUMLKNG avoaoiag




To 6UCTNO TOU GUUTTANPWHATOC

] = 30 mpwrteiveg
AWOAUTEC
MepBpavikeg

"] ®ucloloyika eival adpaveic

] Otav gvepyomnrolouvtal, eVIcXUoUV Tn Guowkr avooio & kot
OPLOMEVEC Ao TLC BLOAOYLKEC SPAGELS TWV AVTICWUATWV.

The complement works as a cascade system




1895 Bordet: AUon tou Vibrio cholerae

antigen antiserum to the normal results
(bacteria) bacterium human
serum
fresh Heated fresh agglutinatio lysis
56° n
Vibrio + + +
cholerae
Vibrio + + -
cholerae
Vibrio + + + +
cholerae

Bordet : H AUon twv Kuttdpwv amnalttel tnv mapoucia Vo

TIAPAYOVIWV

*evOC Beppocvaiodnrov-aAeéivn

*£VOC OEpHOaVOEKTIKOU-AVTLIoWHOTA
(1920 Nobel prize)




loTopLKA OTOLXELL

1907, Ferrata: C1, C2
1920:C3

Meta to 1950 avakaAumntetal n mponepdivn




NMpwrteivec cupMANPWOTOC

7/ KAaoowr) 066¢
Clq Cir Cls Ca4 C2 C3

/ EvaAhaktikr 086
D C3 B

7/ 086¢ Aextivng
MBL MASP-1 MASP-2
Clq Cir Cls CAa C2 C3

7/ Membrane attack complex(MAC)

(o C6 C? C8 C9




NPWTEIVEC CUUTTANPWUATOC
/ PUBUIOTIKEC TTPWTEIVEC

/ MENBPAVIKEC PUOILGTLKEC TTPWTELVEC
CD55 CD46 CD59

/ BMaAUTEC PUBUILOTIKEC TIPWTELVEC
/ @€k puOuon
Properdin

/ Apvntikni puOuon
C1-INH, C4-b, Factor H, Factor |

/' Yrmodoyeic
CR1, CR2, CR3, CR4, C3aR




Ovopatoloyia

> To gevepyonownuévo-eviu pka dpaatikd kKAaoua- yapaktnpiletol pe pia opZovua
vpapun e.g. C14rs

Kata tn didomnacn, to peyaAouopilkd KAACUQ MOPAUEVEL GTO ONUELO

EVEPYOMOLNONC O0TN LEUPPAVN, EVW TO LKPOLOPLaKO dEpETal oTnV KukAodopia
To peyadopoprakod cupBoliletal pe b evw to pikpopoplakd ue a (m.x., C3b/C3a,
C4b/C4a C5b/C5a), EKTOZ armo to C2 (to peyalo ivol to C2a ; To pHkpo ival to
C2b)

. To ypappa i oto téAoc m.x. C2i, Bi dnAwvel OTL To KAAoUO EXEL XAOEL T O£0n
oUVOEONC Kal SEV UMOPEL VOl OXNUATIOEL CUMTIAEYHA LE AAAN TPWTELVN

. To ypappa i otnv apxni SnAwveL OTL To KAAOUO £XEL UTIOOTEL SLaoTaon Kot EXEL
XQOEL KATOLt CUYKEKPLUEVN Spaon m.x. To iC3b dev unopei va ouvdebel pe tov

CR1 urntodoxea




NMnyéc¢ npwteivwv tou C

Hriatokuttapo (C3, C4, C5, C9)
ErmiOnAiaka kuttapa Gl (C1)
Movokuttapa aipatoc (C4, C2, C3, B, D, P)

lotika pakpodaya
10% twv cdailpvwv Tou opou




1d10tTNTEC

1. AleupUveL TNV anmavinon ota pikpopLa pe evUUOTLKO TPOTO:
ALQAUTEC TTPWTELVEC TIOU EVEPYOTOLOUVTAL LE TIPWTEGAUON KoL
EVEPYOTIOLOUV QAAAEC MPpWTEiVEC - zZymogenes
O NMPWTEOAUTLKOC Katappaktne odnyei oe dtevpuvon tou
OUOTHULOTOC

KAOE evepyomolnUEVO HOPLO dnLoVPYEL TTOAAQ EVEPYOTIOLNLEVA
uopLa n dpaoctika Bpavopata

« 2. Av Kal ol Ipwteivec Bpiokovtal oTov 0pO cav SLAAUTEC OUOLEC,
QUTEC lval adpaveic

EvepyormoloUvtal HOVO EKEL OTIOU Eival amapaitnto
Evepyomoinon povo peta ano S€cpuevon o< BaKTnELaKa poptlo
Evepyomoinon ket omou 1o abs deopevetal pe to Ag




1d10tTNTEC

» 3. OLBoloyikeg dpaoelc aaokouvtal e SUO TPOTOUC:
OuotlomoAkny d€opevon otnv MLAVELA TWV ULKPOBLWV N
OVOOOOUUTTAEYLATWV
Aéopgvon o€ AAAa vOo0SPACTIKA KUTTOPO

» 4. To ovoTnua avtopuOuileTaL:
AvaoToAn evepyomoinong
MNpoAnPnc un PuoLOAOYLKNAC EVEpPyOTIOLNCNC







Evepyormoleital pe TpELG 060UC

-
N N

Properdin
Factor D
Factor B

\Ampm\cn\\.




C3

Awadpapatilel KEVIPLKO POAO OTNV EVEPYOTOLNGH TOU
CUMTITANP WHATOC




NMpwteoAvon tou C3

* H mpwteoAuon tou C3 amoteAel to KAELSL TNC Evepyomoinong
Awaomatal armno tic C3 kovBeptaoec os SVO LopLa
- C3b, C3a

= Ot C3 kovBeptaoec oxnuatilovral KATA TNV EVEPYOTIOLNON KOL TNC
K.O. kat tn¢ E.O.

= To C3 kaBwc¢ kot To C4 mepLeExouv eva acuvOn OEL0E0TEPLKO SECUO
(kvoteivn - yhoutauivn)
Otav dtacntwvtal o C3b kat C4b ol Seopol yivovtal actabeic kat Evtova
SdpaoTtikol

To C3b SeopeveTal OPOLOTIOALKA UE TN ULKpOoPLaKkn ETLPAVEL 1] TO avTiowpa
(udpofuhopadec n apvopadec)




Intact C3 (concealed

thioester group) C3

Cleavage of C3 o chain
by C3 convertase

Thioester ol C3be
exposed in C3 C33E
s
CE—R |
|
S-C=0
H20

cell surface protein,
or polysaccharide

Attachment to microbe.

Cell 1

surface .

-
Ll % Cell-

Inactive
C3b
i

H-S lC=O

In fluid phase,
C3b is inactivated
by hydrolysis

by thioester linkage

Covalent
attachment of
C3b to protein or
polysaccharide

H-S C=0 associated
! C
(o)
R

OH




‘Etow n C3 kovBeptaon nov axnuatiletar otnv K.O kaw otnv E.O.
deapeeTAL OLOLOTIOALKA LE MLKPOPBLOKEC ETILPAVELEC N
QVOGOGUUITAEYHOTA KO T ETLOMEVA BAjiaTa EVEPYOTIOLNGNG

yivovtal mAéov otnv emupavera Tov BaKInpLaKoU KUTTAPOU




KAaoolkn 060¢ EVEPYOTTOLNCEWG
‘Evac oo toug peiloveg SpaocTtikoUg NXOVIGOUC TNC XUMLKAC
ovooiac

» Evepyormoleital amo aviiowpata taéng
* IgM
* 1gG3
* 1gG1
* 1gG2
* H IgA, IgE kawn 1gG4 dev €xouv urtodoxea yia to C

» Eva poplo 1gM umopei va evepyormotnoeL to C

o Mot ?




antigen
binding

binding to Fc
receptors

\.

- complement binding
site

— placental

transfer

Ta avticwpata €xouv otn otalepn neploxn 0€on cuvdeong pe to C




Activation of complement
by IgM and IgG antibodies

Complement Complement
activation activation

(A Soluble IgM () Soluble IgG
(inaccessible Fc) (Fc portions not adjacent)

A
(D) Antigen-bound IgG

Tissue
antigen

From Abbas, Lichtman, & Pober: Cellular and Molecular Imnmunology. W.B. Saunders, 1999, Fig. 14-10




KAaoowkn 060¢

Eni mA€ov evepyomnoleitat ano:
MoAvpepn (nmapivn, moAuvoukAeotidla)
Oclikn 6&g€tpavn
CRP
Aunoocwparta
Mtitoxovépla Twv KapdLlakwv Huwv




To C1 amnoteAel GUUMAEYHA TPLWV KAQOUATWV

o

Clq
Cir
Cls
p.p. 83.000

l

Clqrs Complex
C1gC1r2-Ca-C1s2 (750kd)




1. To C1 decpeveTal OTO QVIiOWHA




2. 2TEPEOOLATAKTIKEC AAAQYEC 0TO HOPLo ToU C1 To OTTOL0 AIMOKTA
ev(u&u«'l opaon

/l/ —]
W
H 6£éopevon tou C1q odnyel

otnv evepyomnoinon tov Clr, to
onoio evepyonosi to Cls




Proteolvtic Cleavage

e Mukompwrteivn pe K.B. 204.000

Cda Cdb g

s 3 moAunentdiIkeg alvoideg (a, B, v) L L

anaphylatoxic activity

° H o aAucida £xeL Eva OeL00TEPLKO HECUO OpoLo pe to C3

= H a aAvoida dtaomatat ano to evepyo Cls o€ Eva
HIKpOpOpLaKO Bpavopa (C4a) ko Eva pakpopoptoko (Cab)

e ‘Eva popro Cls dnuiovpyei moAAa popra C4b




- -~ 3)To Clsdiaomna tnv emMopevn
\ " \ “\7 npwteivn C4 o€ C4b & Cda




e C2 yAukompwteivn pe K.f.102.000

* Amnoteleital ano pia alvoida

e Juvdeetal pe to C4b kat dSraomatal and to Cls o€ eva
ueyadopoplako C2a (evlupikn Spaon) kot Eva pikpopoptako C2a
C4b.2a = C3 kovBeptaon tnG KAAOGIKNG 060U EVEPYOTIONCEWG TOU
C

e Evepyomnoinon touv Clqg

N/
Evepyomoinon C1r

N
Evepyornoinon Cls

N2

Awdomtaon tou C4 ko C2







glnr}?b'ggigfs Binding Cleavage of C4 by C1ro-C1isp
16 Mtiltivalent of C4 to enzyme; covalent attachment of
antigen; binding of Ig-associated C4b to antigenic surface
G 1o antibodias Ciq and to antibodies

Qplopeva C4b deopevovToL OLOLOTIOALKO [UE UOPOEUAOAOEC KoL
OLLLLVOLAOEC KUTTAPLKWY EMLPAVELWY N popla lgs = n
EVEPYOTIOLNON YIVETOL OTABEPA EMITUXWGE EKEL OTTOL BploKETOLL
ouvoedenEvo To ab

e To C4b cuvbeetal pe edkolc vrtodoxeic (umtodoyxelg
avooornpoonAwaoncg) mou Bplokovtal oe dtadopa KUTTOPA




*C3 KovBeptaon TNG KAAGGLKAG
060U evepyomoncewc tou C




c3 \lf_.;;u 1
VA L |
: B Cha
. ArtoteAeital ano 2 aAvoildeg l
. . : u.B. 113.000 oo

. B : u.B. 75.000

> To C3 Sdraomatat evluuika ano to cuunisypa C4b.2a os 2
Bpavopata
HUikpopopLako : C3a
uneyaiopoprako: C3b

‘Eva popro C3 kovBeptaong

Olaona ekatoviadec popra C3




Intact C3 (concealed
thioester group)

Cleavage of C3 a chain
by C3 convertase

Thioester grouB
exposed in C3

C3

C3b

C3aE ’

Fluid
phase

CSb 4
|

S-C=0

+

H-0
Inactive

Lot

In fluid phase,
C3b is inactivated
by hydrolysis

H-S (|3=0
OH

‘4

Thioester Bond of C3

Cell g'H

|| ©

Attachment to microbe.
cell surface protein,

surface ,

S-C=0 )
or polysaccharide . /
C3b
Cell- _
Covalent H-S (|:=0 %SBSt?CIated
attachment of o)

C3b to protein or
polysaccharide
by thioester linkage

R

=




C5
\co\nvertase




MoAAd popla C3b cuvdEovtal ot MEUBPAVN- OTOXO OE CNUELDL
EKTOC QIO EKELVO OMOU YiVETAL N EvEpyomoinon tou C

Ta poplo avta cupBailouvv otnv oY wvivonoinon

N2

doyokuTTAPWON

AnokaAvyn tng O€onc ouvdeong tou
C3b pe tov CR1 utodoxéa twv

surfage and to dayoxuttdpwv
° > E1dwkog deopdg

C5

convertase O deouog eival avOeKTIKOG O€ akpaia
‘ ' } opla Osppokpaciag ko pH
C4b (c3

C2a > H ouvbeon bev eivan avactpediun




ah
Receptor

Phagocyte



Classical pathway of complement activation

Iginr;idgggig; @ Binding Cleavage of C4 by C1ro-C1s»
to multivalent of C4 to enzyme; covalent attachment of
lg-associated C4b to antigenic surface

antigen; binding of e
Gl o atibodios C1q and to antibodies

A\W)}ﬁ A\% . *\%

Binding of C2 Binding of Cleavage of
gzcti’fgrerﬁvgg&g Cleavage of C3 by | |[C3b to antigenic ?g{énéiféggfm
complex C3 convertase surface and to complement

(C3 convertase) C4b2a complex activation

5 @
e 83
convertase

From Abbas, Lichtman, & Pober: Cellular and Molecular Inmunology. W.B. Saunders, 1999, Fig. 14-8

C5
convertase




cs Cdb2hih
B S Convertase
4 ; )y Cs
. 2 moAunentidikec alvotdec a kat B B e |
i f Chain i

. C5 kat C3 epdavilouv peyain opoloyia a.a.
Kal ta duo dracmwvtal amo tnv avriotown

KovBeptao C5a Csb
B P d . N e Chain
' ; r - L ! B Chain S
= To C5 draomatatl evUULKA ATIO TO CUUTTAEYUQ Chemoattractant
: anaphylatoxic activity
C4b.2a.3b oto pwkpopoplakd C5a kot to naphy atoxie active
ueyoaAopoprako Csb Binding of (
C3b to antigenic
surface and to
C4b2a complex
H didomaon yivetal oto decpd Arg-Ser ndl.

0&on 77-78 oto C3
0€on74-75 oto C5




2XNUATIOMOC AUTLKOU CUUTTAEYLATOC

. Apxilel pue tn Sdwaomacn tou C5 armno tnv C5 kovBeptaon tn¢
KAQOOLKNG , EVOAAAKTIKAC 060U Kat 060U AEKTLVNG

- OL pwTtElveg mov cuppetexouv eivan : C5, C6, C7, C8, C9

- H dtaomaon tou C5 gival to teAeutaio eviupatiko Bpa

- AkoAouBetl 6€opegvon Ko TTOAUUEPLOMOC QLKEPOLLWV
MPWTEIVWV




ZXNUOATIOUOC TOU AUTIKOU GUUITAEYHOTOC

C6 : pia aAlvoida, cuvdeetal pe to C5b

C7 : pla aAlvoida, ouvdeetal pe to C5b.6 - C5b.6.7

To C5b.6.7 eival evtova Autodlho kat deopevetal ota Autidla tng
K.\u.—~> unoboxeac vPnAng affinity yia to C8




ZXNUOATIGUOC TOU AUTIKOU GUUTTAEYHOTOC

. C8 : 1peic aAuoidec
Yuvdeetal e to C5b.6.7 kat oxnuoatiletal to C5b.6.7.8

- C9 : pio moAvumentidikn aAvcida

Yuvdeetal e to €C5b.6.7.8 kat oxnuatiletol 1o C5b.6.7.8.9

Elvail opoAoyn tne epdopivne twv CTLs kat NK




2XNUOATLOUOC TOU AUTIKOU cupnAEypoatoc Membrane Attack

Complex-MAC
Csa

@="c7
0000000000¢




2XNHOATLOUOC TOU AUTIKOU cUpNAEypatoc Membrane Attack
Complex-MAC

Alatapaxn SLamepATOTNTAC TNG
Complement proteins , ,
insert themselves into KUTTOPLKNG HE HBpaan

the membrane of
pathogens, creating

H,0 and ions

Water and ions Cell swells
enter cell. and lyses.

EpuBpa : oopwTtikn AVon
Pathogen Pore of membrane Ep.T[l')pI‘]VO( : CXT[éT[T(L)O'I'] }\C’)V(U
avénMEVNC ocuykevTtpwonc Ca







C3a binds to receptors on
basophils and mast cells
triggering them to release

-"kr"‘ diac = am - ———m e e
. — 5 fﬂ . “.‘Q;- "._ ~ha -
;c '.& . \ _ ) .-w = _-'

Chais a:

1. Potent anaphylatoxin
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C2b

C3
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convertase

CF10nm4







EvaAAaxtikn 0860¢-evepyonoinon

MikpoBLaka otolyeia
LPS twv Gram-apvnTikwyv BoKtnplwv
Tewowka of€a Gram-OeTikwyv Boktnpiwv
Kuttaplko tolywHa UKATWVY
QplopEVOL Lol KOl KUTTOPO HOAUGHEVOL LE LOUC
Napaotta
Cobra venom
Kapkivika kottapa(Raiji)
EtepoAoya epubpa




EvaAAaktikn 060¢

H evepyomoinon tn¢ énuiovpyet C3 kovPeptaon :
> SwaAuty
> guvbedepévn otn pepBpadvn

> H €.0. evepyomnoleital guvexwe oe xapnAa enineda - C3 tickover




|
EvaAAakTikn 080¢

AlaAuta C3 avtdpouv pe To VEPO

OL Bsloeotepikol beopol tou C3 vdpoAvovtal kot oxnuatilouvv
evo aotaBec poplo C3i

To €C3i deopevel Tov mapayovta B

O B udiotatal mpwtedAuon ano tov napdyovra D = éva
LULKpOMOpLOKO KAQopo Ba kat Eva peyalopoplako kKAacuo Bb
— P> C3iBb




opXKN KovBeptaon tns EJO

“cainb DI _cais_ I A_cai W _ca

4

The Tick-over Activation
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Anaphylatoxin
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Alternative
Pathway

C3-Convertase
Cs5-Convertase —

) Csa)

C7

. <

AY Co Cé

DEam \OO0C 0000000GO00000LV000C

2
 ANNNNIN e U IR NANNNNINRY

o



[ HHHII|III|IIIIMIIIIIIIIIIIIIIs.nlIIIIIIIIIIIImlII




Classical pathway of complement activation

m%ggigfs @ Binding Cleavage of C4 by C1ro-C1s»

to multivalent
antigen; binding of
C1 to antibodies

-\K¥>>/A _

of C4 to enzyme; covalent attachment of
lg-associated C4b to antigenic surface
Ciq and to antibodies

a% %é)é/;
Binding of C2 Cleavage of

: Binding of R
tngtg, fc(:)lrerﬁvggte)zc;f Cleavage of C3 by | |C3b to antigenic Cig{énggaslggfof
complex C3 convertase surface and to complement

(C3 convertase) C4b2a complex activation

5 @
e 8
convertase

From Abbas, Lichtman, & Pober: Cellular and Molecular Inmunology. W.B. Saunders, 1999, Fig. 14-8

C5
convertase




Alternative pathway of complement activation

Hydrolysis || C3b binds ||Cleavage of || Cleavage of Binding of Cleavage
Spontaneous ||. _and |[to microbial (| Factor B by || additional C3bto cell [of C5; initiation
cleavage lnaCtlvat.lon Sur'faces, Fa(':t.or D, C3 mo'ecul.es b surface and to || of late Steps

of C of C3b in binds stabilization || cell-associated ||C3bBb to form [jof complement
fluid phase || Factor B ||by properdin{| C3 convertase |[C5 convertase| activation

Amplifies
C3 cleavage
initiated by
Factor D either classical
or alternative

Microbial

@ @ surface %
C3a
U Sgrfage of
Fluid phase 00

hydrolysis
FEIX " Stabilized { «Ba

@ @ by properdin
Inactive C3b convertase @ @ convertase

From Abbas, Lichtman, & Pober: Cellular and Molecular Imnmunology. W.B. Saunders, 1999, Fig. 14-6




060c¢ Aektivng




H yAukootAiwon Twv npwtelvwv dtadEpel o dLadopeTKA
€LON KUTTAPWV

Prokariotic cells Eukariotic cells

Mannose

< Glucoseamine O Galactose
&) Mannose & Neuraminic acid

(sialic acid)




066¢ Aektivng

e JTOLXELO TTOU CUMUETEXOLV :
MBLs (Mannose -binding lectins)
MASPs (Mannose associated serine esterase)
* TIPWTEAOEC TNG OEPLVNG
C2,(C4,C3, C5,C6,C7,C8, C9

8
\_Y_l

Mannose

 Mannose-binding lectins (MBL) 6eopeUvtal og popla pavolne
(Baktnpla) kat evepyomolovv tic MASPs

MASP : avaAoyo tou C1 kot odnyet otn dtaomnoon tou C4 kat C2.




060¢ Aektivne

4 Cia C2b b Formation of

Initiation C3 convertase
Lectin
pat way
terminal __
mannose
residues C2a
C4b

| . 2 ‘\f/

MBL + MASP]
and MASPZ




Lectin complement pathway

0,

Polysaccharide
antigen

Immunopaedia.org



Lectin complement pathway

@

HY

Immunopaedia.org



Lectin complement pathway

®

C3 C4dh
convertase C2h

ImMmmiinanmcadic Are



Lectin complement pathway

C3 Cah
convertase § oo



Lectin complement pathway

®

C3h

Cdh
CH
corvertase § C2D0
C3o Opsonisation

C3b



Lectin complement pathway

®

\( Opsonisation

Ca Cab
convertase



Lectin complement pathway

Opsonisation
Cab



Lectin complement pathway

bembrane attack
complex (MAC)

Opsonisation
Cab

Click here
for more detail

cormertase
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H duceLloAoyikn AELTOUPYLO! TOU GUUITANPWLOTOG
£COLPTOATOL OLTTO OUO [UNXOWLGUOUG:
EVEPYOTOLNGN KoL puBLen




PUOuION TOV CUURANPWUATOC

e [la U0 Aoyouc
XounAovU Badpov avtopatn svepyormnoinon
* Kataotpodrn auTtOAOYywV KUTTAPWV

AKOUN KOl OV EVEPYOTIOLELTAL EKEL IOV YpPELAlETOL —BaKTnpLoKn
ETLPAVELA, AVOOOOUUTAEYHOTA-O0 ITPEMEL CUVTIOUA VOl
OTOLULOTAOEL

* AYyeloOPOOTLKEC OUCLEC

* KatavaAwon

Mn puOuLlopevn evepyomoinon odnyei otnv epdavion dtadpopwv
VOO NLATWV




Evepyomnoinon- PUOuon

Araxpion petado self-nonself

Ta EUKOPUWTIKA KUTTAPO SLaOETOUV PUOULOTIKEC
NPWTELVEC eVW Ta Baktnplaka 6ev dtabEtouv

To C3b napayetat cuvexwg pe tnv C3 kovBeptaon tng fluid- phase
- P> C3 tickover

YépoAvetal Opwg cuvexwg o€ adpavn popodn




Evepyonoinon- PUBuwon

> Av 1o C3b gvamnotifetal o€ AUTOAOYEC ETILHAVELEC ==P>
abpavoroLeital Ao PUOULOTIKEC TIPWTELVEC

Av 10 C3b deopnevOei og emupaveleg pkpoBiwv
d€opevuon tou mapayovta B
otaBepn, eviupuka dpaoctikn pepBpavodeopevpevn C3
KovpBeptaon tng £.0.
> C3bBb

Araxpion petado self-nonself




PUBMLON TOL CUUTTANPWIOATOC

H puBuLon yivetou amo
SLOAUTEG KoL LEMPBPAVIKEG TIPWTEIVEC

OL teplocotepec eAEyxouv TNV C3 kovPeptaon

H pUuButlon tng yivetal pe SUO UNXOVIOUOUC
Alaxwplopog tov cuunAéypatog (Decay acceleration )
MpwtedAvon tou C3b kat C4b ano tov napdyovta |




> C1-INHIBITOR (C1INH ) :

> MAUKOGUALWEVN TIPWTELVN TOU MAQCUOTOC N
OMoLa AVAGTEAAEL TNV MPWTEOAUTIKNA
gvepyonoinon tov Clr ko Cls

> Agopevetal pe to Clgrs otnv kukAodopia Kal
anotpeneL tnv Eadvikn evapvgnoin on

Cllnh

Clqrysy <

S

v

= Juvdéetal e To C1s-> avaotoAn tTnG EVIUULKAG
dpaonc oto C4 ko C2

; "Mopepumodilel tn dpadon tou Clr otoCls
Antibody

%



Cl-inhibitor deficiency:
KAnpovouixkd ayyeloveupwtiko oibnpoa




PUBon tn¢ C3-C5 kovBeptaonc

> AuTh n pLUBOULON TIPETIEL VOL YLVETOL KOIL OTOV OPO KOl OTLG
KUTTOPLKEC ETLDAVELEC




PUOuon tng C3-C5 xovBepTaonC amno NEUBPAVIKEC
TLPWTELVEC
- Av t0 C3b evepyonownOei o€ host cells
Membrane cofactor receptor (MCP | CD46)
Complement receptor 1 (CR1)
Decay-accelerating factor (DAF )

Factor H (avaotéAAeL tn cuvdeon tou Bb oto C3b =
gvaAAaKTiKn 060)

. Av 1o C4b evepyomnownOst o€ host cells
Decay-accelerating factor (DAF)
Complement receptor 1 (CR1)
C4-binding protein (C4BP)




Napayovrac |

Mpwtedon tng oepivng

Alaoma to C3b, C4b kol Ta mapAywyo oUTWY == P> Sev
oxnuatiletal n C3 kat C5 kovBeptaon

ATTOLLTEL TNV TTOPOUOLA KATIOLWY CUUTTOPAYOVIWV Yo va OpAoEL
= MCP
= CR1

Factor H

= C4BP
Apa kot otn «fluid phase » kat otn « solid phase »




PUOuLon tnc KAAGLKAG 060U TIPLV TO GXNMUATIOMO TNC
C3 kovBeptaonc

e Av 10 C4b beopeutel o autoloya KUTTAPA
deopevetal amo tnv C4Bp, CR1, MCP «al
avaoteAeTal n 6€opevon tou C4b pe to C2a

2 TN OUVEXELQ TO CUUTTAEYLA OLOOTIATOL TIEPALTEPW OTTO
ToV mapayovta |

C4bBP,CR1, or MCP
\ factor | . A
C] { ‘ y F
CZa\ J Cab D cad

P-

C3 convertase




PUOuLoNn tTNC EVAAAAKTIKAC 050U TPLV TO OXNUATLOUO TNC
C3 kovBeptaonc

C3f
CR1, MCP, factor H
\ factor] D C3f iC3b
O D ’ &ic3b
factoN f C3b - 4 C3dg
B lfa ctor |
C3 convertase C3c g pC3dg C3c

* O CR1, o MCP kat o tapaywv H tpoAapfavel tnv
deopevon tou C3b pe tov napayovtoa B

2TN OUVEXELO TO CUUTTAEYLLA OLACTIATOL TIEPALTEPW ATIO
Tov apayovta |




AvaotoAn oxnpatiopov tng C3-C5
KOVBsptdgn q Prokariotic cells

Ertidpavelec mAoUOLEC 0€ OLOALKA OEEQL
ETUTPETIOUV TNV MTPOOKOAANGCN TOU
nopayovia H otov napayovta B tnc
evaAAakTikng odou

Mannose

Ta host cells eivatl mAovola o€ oloALKA

oé€a, Evw Ta Baktnploka oxL. Eukariotic cells




PUOLON TNG KAAGLKNG 060U HETA TO OXNHATIOMO TNG
C3 kovBeptaonc

* H C3 kovBeptaon dtaomatol amo tc C4Bp, CR1,
nopayovta H, kot DAF

C4bBP, CR1,
(]D factor H,DAF
>

A

Figure 7-10b
Kuby IMMUNOLOGY, Sixth Edition
© 2007 W.H.Freeman and Company

Aldomaon TNG KovBeptaonc

To C3b ) C4b novu
oxnuatiletal Sloomaral oo
Tov nopayovta |

3
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Fluid phase
Napayovraoc |

> Awaona to C3bi mov dnuovpyeital kata TV autopatn
vdpoAuon tou C3 - xaunAa enirneda tou tickover




a Decay-accelerating activity Cofactor activity

C3 B I [ I
-8 ;Q
C3c
(C3f
CsbBb c : FH
2 e %gF C3b o iC3b Plasma
1 ! l C3d
C3a &é - &é( &é % &% gég proteases Cad %S
f >FH, MCP, CR1 i CR1 8 -~

:\ 1 ‘-.‘ ? : et \; N PR L SN Yy < y PN TR\ PP e - " '4.' A
///, A A A A VA rd i e i Al A o A A 22 0 e P A 2 o At A A A e PR A A o A,
(1 (1 ( [ { {(1r(1« f(1l ( (1 1\"\“ ( ddd ( ' {ddddd (("( "/:“ (L (CC(1 (' (COr((\ ((((11
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A Anaphylatoxnn \ C
«&» CUB, complement C1r/C1s, UEGF, BMP1 C3bBb, C3 convertase Sq\ Surface glycoprotein

@ Thioester domain ' &

@ Thioester domain (thioester exposed)

> iC3b, C3dg xou C3d
CR2 urtodoxéac twv B Agpudokuttapwy : Evioxuon tng evepyormnoinong tou B
AepdokuTTOpOU
CR2 untodoyEac Twv svdpLtikwy : petadepouv iC3b kat C3dg smevdedupeva

QVOOOOUMUTAEY AT oTa BAaOTLKA KEVTpa — Tal Ag Epyovtal o€ emadn pe B
AepdokutTapa




e H S npwteivn mpoAoapBavel tnv
t ouvdeaon tou C5b67 otn

—|}— Cannot attack nearby cells LLE qudv n

s protein
C5b67

HRF,
MIRL

|—> - <

C5b67 C5b678

Membrane-attack complex

H HRF (homologous restriction factor ) n o MIRL (membrane
inhibitor of reactive lysis — CD59) 6eopevovtol oto

ouumnAeyua C5b678 katl npoAapfavouv To oXNUATIOO TOU
ouunAgypuatoc poly- C9




PUOuon Tou cUUTANPWMOTOC

sty tacn By A ey
Immune complexas Microbial Activating
Monimmune activators carbohydrates surfaces
(+) (+) {+.‘J
C1 (C1q, Cir, C1s) MBL+{MAEF -1, MASP-2)
] +ca 1B
ﬂl'-ﬂh‘H +C2 + fD
+ c3 /- _—\\A : cs o
{+ CE}
C4b2a3b C3bBbC3b
M Eﬁa
CS5b
+ CB
* Eg Clusterin

v

B




YIOOOXELC TOU GUMITANPWHOTOC

/" Yro8oxéac cuprAnpwparoc 1 : CR1

Ynodoxeog cupnAnpwpatog 2 : CR2
Ynodoxéog cupnAnpwpatog 3 : CR3
Yrodoxéac cupnAnpwpotoc 4 : CR4
C5aR, C3aR kot C4aR vrmtodoyxeic




Yrodoyéac cupnAnpwpartoc 1
(CR1, C3b receptor, CD35)

Exppaletal o€ :

gpuBpa, ovdetepodAAa, povokuttapa, nwotvodida, T ko B
Aepdokutrapa

> Dayokuttdpwaon
> C3b kat C4b srukaA. Baktnpa -uPnAng affinity umodoxeag

> KdOapon and avocoguurAEypata
> Crl unodoyeac twv epuBpwv

> PUOON TOV cuUANPWHATOC—> avaoTeEAAEL thv C3

KovBeptaon




YnodoyxEog cupMAnpwpoToc 2
(CR2, C3d receptor, CD21)

- Exppaletan os:
B Aepdokuttapa
AevopLtika
Qplopeva emOnAtakad KUTTOpO

> Agopevetan oto iC3b, C3dg kaw C3d->» Factor |
B Aepdokuttapa
Evioxuon tng evepyonoinonc tov B Aepdokuttapou

Aevdpitika: petadepet iC3b ko C3dg emevdedupéva
OlVOOOCUMMAEYyHOTO oTA BAAOTIKA KEVTPOL

Ag €pxovtoal o€ enadn He B Aspdokutropa

> Yrodoyxéag ywa tov EBV




YnodoyxEog cupumAnpwportoc 3
(CR3,CD11bCD18,Mac-1)

- Exppaletan os:
ouvdeTEPODINAQ,
Lovormupnva gayokutTopa,
mast kat NK kuttapa

= AVAKEL OTNV OLKOYEVELO TWV WVTEYKPWVWYV Kal avayvwpilet iC3b
Qayokuttapwon Twv iC3b- eMevOeSUUEVWV ULKPOOPYOVLO LWV

Tnv 6L Sopun Kkat dpacn £xeL kol 0 UTTOSOXEAC CUUTIANPpWHLOTOC 4
(CR4,CD18)
Ekdpaletal oe peyaleg moootnteg oe Sevoputikd-marker )







1. AVon TWV KUTTAPWV

Ao to cUpunAsypa MAC
MnXaviopog SpaoTikac o€ Alya pikpofia
Neisseria

Complement-mediated cytolysis

Microbe

Binding of C3b to microbe, Formation of Osmotic
activation of late the membrane attack lysis of
components of complement complex (MAC) microbe




2. Oywvivontoinon Kot poyoKkutTApwon

Oy wviveg
OuOLeC OL OTTOLEG EVIOXUOUV TNV LKAVOTNTA TWV POoyoKUTTAPWV
va GayoKUTTAPWVOUV ULKPOBLa
- Antibodies

- C3b
* AeopeVoOVTOL OHOLOTIOALKA OTN BaKTNPELOKK ETLPAVELD KOLL
avayvwpilovtal ano l6KoUC UTTOSOXELS TwV HaKpoPpaAywY




2. Oywvivontoinon Kot payokuttapwon

MeTta tnv Evepyomoinon tng KAAoGOLKAC Kot TNG EVAAAAKTLKAC 060U
ta Baktnpla kaAvTttovtal pe C3b, iC3b, C4b kal
doyoKUTTAPWVOVTOL SECUEVOUEVA UE QLUTEC TLC TPWTELVEC OE
€L6KoUC utodoxeig

opsonization binding phagocytosis

iC3b
complement \ Céb phagocytic cell

bacterium




2. Oywvivorntoinon kot poyokutTtApwWon

To C3b kat to C4b bsopevovtal otov CR1 urtodoyxea
KUpLog 6paoTikOC pNXOVIOLOC 0T PUOCLKA KOl ETLKTNTN avooia

KUpLog pnxoviopog apuvac os eAutpodopa Baktipla
2to Paktnplo tpookoAAatal to Ab - evepyomnoinon K.O.
CUUMANPWUATOC Kol KaBapon oto omAnva
Atopa He aomAnvia KAvouv cuxva AotpwésLc pe eAvtpodopa
BaktApLa

To iC3b 6sopsletan otov CR3 kat CR4 vrntodoxea




| l
OPSONIZATION Phagocytic cell

L
@
complement Complement

bacterium C3b receptor
ic3b
Cdb

BINDING
PHAGOCYTOSIS



loxupotepn oclvdean
Ab+C3b > C3b > Ab

Phagoeytic cell ke Opsoain
!
(@ ° - Fc racapior

Freevll H evepyoroinon twv
Hakpoddaywv amo INF-y
evioyUeL tnv CR1

3 (é .g;’&‘

(b) ' —~/'/ C3b racaptor

dboyoKUTTAPWON

Complament
C3b

[Mlog urtobdoxeag elval

Rk =
S——

(c)

rres

mo onuowvtikoc , CR1 N

Antbody and FCV R
complement
C3o




3. Evepyomnoinon tn¢ ¢Asypovwdouc avridpaong

Ta tpwteoAuTika kKAaopata C5a, C4a, C3a snayouv 1n
dAsypovwdn aviidpaon svepyomolwvtoc tTa mast
kKUTTOPO KoL To. oudeTEPOPLAL

C5a

OudetepoPtAa
HwowodlAa
_ Baceodiha
Must kUTtTapa
EvéoOnAiloka
EmiOnAtaka
Aotpokuttapa

C3aR




3. Evepyomnoinon tn¢ ¢Asypovwdouc aviidpaong

2ta mast kottapa (C5a C4a, C3a ) : avadulatoéivec

QTOKOKKIwoNn = ameAevuBepwon ayyeloOpACTIKWY
OUCLWV , OTIWG N LOTOMLVN

C5a: o woxupn dpaon

Degranulated
Mast Cell

C4a : 20 dopEg Awyotepn

, Other Mediators:
, Prostaglandins
o' ¢ Tryptase

*  Heparin

Neres D O @ 48 B®
Antigen - S5 SRR
) : %

(s s';,. f

NerWan lgE
3-5min /y,.' &
f Endothelial Gapmg fluid leakage

C3a :2500 popec Awyotepn

Mast cells release histamines
when the allergen is encountered
v »

e © €6 < Yo ¥ie Yo
oy Vasodision GEONED ==
BB ® e Yo Yo Ye |

BLOOD VESSEL BLOOD VESSEL




3. Evepyonoinon tnc ¢Asypovwdouc aviidpoone

2ta oudetepodpiha (C5a) : xnuertotaktikn dpaon
Kwvntikotnta, mpookoAAnon ota evéoOnAlaka KUTTOpQ,
nopaywyn 6paoctikwy plwv oéuyovou

Stimulation of inflammatory reactions

0

-
DCSa (> @ @
@ C5a = @ ==

Microbe

Destruction
of microbes
by leukocytes

Recruitment and
activation of
leukocytes by C5a, C3a

Binding of C3b to microbe,
release of C3a; proteolysis
of C5, releasing Cb5a




2ta ayyeia (C5a)
AU&non tnc SLamepaToTNTOG
Exdpaon tng P-oeAektivng

Integrin activation - Migration through
flolng by chemokines Stable adhesion endothelium

Leukocyte ¢ Sialyl-Lewis X-modified glycoprotein

Integrin (low affinity state)

. \ Integrin (high-
—— a"l}ﬂy state)

Integrin ligand
(ICAM-1)

" dg P
Chemokines ®»

(TNF, IL-1) with microbes

Fibrin and fibronectin
(extraceliular matrix)



BLOOD

Soluble immune complex E H =
$ 4. KaBapon ano avoGoGUUAEYHOATO

Complement activation

n%’u A€opevonN TWV AVOCOGCU UTTIAEYLLATWVY
otov CR1 urtodoxea twv epuBpwv

(high affinity yia to C3b)

m& Erythrocyte Agopevon pe tov Fc urtodoxea twv
bOyOKUTTAPWY OTO OTIANVA KOl

LIVER :

AND nnap

SPLEEN . '

/(’@ 3
@ Ph..ig(h‘._‘}"te

Y
/




5. PUOMLON TNC XUMLKAC OLVOGLAKNAC OLTTAVTINONG

ZxNHatiopog tov C3d

a Decay-accelerating activity Cofactor activity
C3 [ || !

C3c
(C3f
C3bBb

FH
.kn C3bBb DAF, C3b iC3b Plasma
C%a % CR1 C3dg proteases C i g
b g . xé SR e
f,) ‘ ,,' ,,/\,;

,FH MCP, CR1 CR1

............
....................

Y YY)D YN ,».,‘ Yy )y ) Y3 ) VPP D SAANYYY) YW SIAAMAYTY “"‘,;.‘
) .:,{,;/,o»-,f///,z/,,;ff,f/,f/,f/,.f..// DDA N9070002070) //‘////’,vr',y'.
U HANENE { { ( ((

A Anaphylatoxnn \
& CUB, complement C1r/C1s, UEGF, BMP1 C3bBb, C3 convertase Sg Surface glycoprotein

@ Thioester domain ’ &

@ Thioester domain (thioester exposed)




5. PUOuLON TNC XUMLKAG OVOOLAKNC

OLTLAVTNONG
@j. .IJVImrﬂba
) W o To C3d

SdECEVETAL OTOV
CR2 urtoboyea

B o S Twv B
AepudoKUTTAPWV
rﬁ% | kol SIVEL To onua
: gj L»l I, yLa TNV evapén tng
?&j;ﬁ:éfﬁa’ e v " XNULKAG avooiag

B cell activatinn]

Copymght @ 2003, Elsevier Science (USA), All Raghts Reserved,




Noonuata Kat avemapKeIEC TOU
CUHTTIANPWHATOC




Noonpota Kot VETTOLPKELEC TOU
CUMUTTANPWHOLTOC

Evexetal pe SU0 TPOTTOUC

1. AVEMAPKELA:

A. Z€ Kamnowo KAaopa tn¢ KAaookng n evaAAaKkTikng odou
© AVETIAPKELOL OTNV EVEPYOTOLNGCN

B. & kKAmowo pUOULOTIKA MPWTEIVN

- YnepBoAkn evepyomnoinon oc AdBoc xpovo kat AdBoc HEpog
* ‘Evtovn ¢Agypovwoédnc avtidpaon kot AUGN KUTTAPWV
© KatavaAwon npwteivwv




Noonpota Kot VETTOLPKELEC TOU
CUMUTITANPWHOTOC

2. @QUOLOAOYLKO CUUTTANPWLLO TO OTIOLO EVEPYOTIOLELTALL
amno naboAoyika epebiopata

Avtoavtiowpato
AVOOOGUUTAEYLOTOL

Xpoviec Aotpwéerg

To CUMMANPWHA CULLETEXEL OTNV MOOOYEVELA TNC VOOOU




The Primary Immune Deficiencies

Percentages

® ANTIBODY

® COMBINED

» PHAGOCYTE
® COMPLEMENT
» CELLULAR




AVETTAPKELEC TOU CUUNTANPWLOTOG

KAaooikn 060¢

060¢ Noooc Mnxaviopocg
C1INH KANpoOvVOouLKO ayYELOVEUPWTLKO Yrepnapaywyn C2b (prokinin)
oldnua
2 WUOTLKO ETILKPATOUVTOL
XOPOLKTAPOL
Abuvapia amopakpuvong
Cl-q,r,s MNpodiaBeon yia SLE OVOGOOUUMAEY LOTWV
C2. Ca EvamoBeon oe ayyeia Ko
—* LotoUg

Evepyomoinon ¢pAeypovwdouc
avtibpaonc




Cl-inhibitor deficiency:
KAnpovouwo ayyelovevpwtiko oidnua-HAE

EruénuioAoyia: 1/50.000

AUTOCWHOATLKOC ETILKPATAC TUTTOC KANPOVOULLKOTNTOLG
Xpwpoowpua 11g13.1

To HAE eivat kAnpovopoupevn nocotikn EéAAewpn C1-INH
TOmnog 1: peyaAn eAAewpn C1-INH-85%
Tumnog 2: SuoAettoupyia C1-INH-15%

2ravia tumog 3 (familial angioedema) pe puotohoyika emnimeda C1-
INH




* Aettoupyia tou avaotoAéa tnG C1 ectepaocnc

(C1-INH):

PUOuon:

* Clr ko Cls
* Mapayovta Xlla
* Moapayovta Xla
* pokaAALKpEivN
* MAaopivn 22

A Complement B Coagulation fibroanalysis

Cir (C1s MASP2 t-gA(A FXlla FXla
4-C2 Plasmin FIXa
FDP FXa
D =
~FXLLa-Kallikrein ™
_ALL:!MSV:( r‘f{n ‘ Bradykinin
CK-1 gClg-R

Capillary lumen

%%?D

C Kinin contact

FXila @=® Kallikrein

HMWK

|

Bradykinin

<« >

< > & « >
‘” Plasma leakage -
[ |

Oedema ]

Endothelial cells

| Ocdema

[ Ocdema




Entiktnto Ayyelooidnua-AAE

« EmuénuioAoyia:
2mavio (Movo 150 katayeypapUEVO TTEPLOTATIKA)

« AAE tomouv I:
Yxetileton pe dLadopec aoOEvVeLeC

* MoAAamAouv MuéAwpa, Muegloivwon, Non-Hodgkin Aépudwpa,
AdevokapKivwpa K.a.

« AAE turnov ll:
MNoapoucio avtoavilowpdtwy evavtt popiwv C1-INH




Cl-inhibitor deficiency:
KANnPOVOULKO OYVELOVEUPWTLKO oidnpa

Oeparela

Avdpoyova

C1lINH

AVTOYWVLOTEC TWV UTTOOOXEWV
KaAALKpELVNC Kol Bpadukivivng




Noonpota oo lvoGOGUUTAEYLATOL
C4,C2

EAAeWPN TwV MPpWTWV KAQACHATWY TNG KAAOGLKNG 060U
ToU oupmAnpwpoatog (C1-C4)

2UYKEVTPWON OlVOOOCUMUMAEypATwyY (mmou
dnuioupyouviol puololoylka) oto aipa, AEpdo,
g€WKUTTAPLO LYPA KAL EVATIOBECN OTOUC LOTOUC

2EN

Ayyetitida
Inepopatovedpitida




Noonpota oo olvoGOGUUITAEYLATOL
C4 ,C2
EmuTtwoElc
1. EvepyomotloUv ta AeukokuTtTapa HeEcow tou Fc
urmtodoxEa Kal TpoKaAeital Tomikn PAeypovwong
avtidpaon

2. Ot mpwtetveg tou C puBuilouv ta onpota amno to Ag,
rnov Aappavouyv ta B Aepdokitrapa

* Otawv anovoldl{ouv aUTEC ol tpwTtelvec, ta self
ovtiyova, SEV ETAYOUV 0LlVOGOOVOXH : aAUTOAvVOooia




AVETTAPKELEC TOU CUUNTANPWLOTOC

060¢ AeKtivng

2TOLXELO Noooc¢ MnXOVIOMOG

EvalwcOnoia o€ Baktnplakég  Mn Aettoupykotnta
MBL AoLuwEELC o€ TtaLdLa Ko NG 08600V TNC AEKTIiVNG
OLVOOOKOTAOTAAMEVOUC




AVETTOLPKELEG TOU CUMITANPWHLOATOC

EvaAAaktikn 060¢

2TOLXELD Noococ¢

EvaloBbnoia oe
nuoyova Baktnpla

Napayovtac B R D

BOKTNPLAKEC
Cc3 AOLUWEELC UE
nuoyova Baktnpla
Yuxva
Bavatndopec

C5,C6,C7C8,n C9 NOLUWEELC e
Gram-negative,

N.gonorrhoeae

Mnxaviopog

Avemapknc opwvivomoinon
Twv Baktnplwv

Avemapknc opwvivomoinon
Twv Baktnplwv
AVIKOVOTNTA OXNMOATIOLOU
TOU AUTIKOU GUMTTIAEYLLATOC

Avikavotnta nPooPoAnc tng

eEWTEPLKNC LEUBPAVNC TWV
Gram-negative BaKktnpiwv



AVETTAPKELEC TOU CUUNTANPWLOTOC
PuOpotikec mpwteiveg- EvaAAaKkTikn 000¢

2TOLXELO

Properdin
(X-linked)

MNapayov HAR |

Nooog

EvalwcOnoia
gvalcOnoia o€
BAKTNPLOKEC
AoLpwéELC

Avenapkeila tov C3
Kot evatocdnoia oe
BaKTNPLOKEC
AoLpwéELc

MnXaviIopOG

AVETOLPKNG
o wvivonoinon

Mn eAeyxOpevn
gvepyonoinon tov C3 pe
TNV evaAAaktikn 060



AVETTAPKELA TWV PUOHLOTIKWYV ITPWTELVWYV TOU
ocupnAgypotoc MAC

Napo&uouikn vuxtepivn alpoocdatpivoupia

‘EAAeWn tou napayovia Decay-accelerating factor (DAF)
xaw CD59

-« Exppaletal og evdoOnAiaka kot epuBpokutTapa

> Emeloobia evoéayyerlakne atoAuanc AGyw EVEPYOTIOLNGNG

tou C otnv emupaverla twv epubpwv

= H utotpormalovaoa atpoAlvon odnyel o
> Xpovia avarpio
> OpouBwon 40%
> Aqpoocdarpivn ota ovpa




Napofuouikn vuxtepvn atpoodarpivoupia

a b

«———CD5g

«—— (GP| anchor

Cell
membrane

Cc
Impaired quality of life | Thrombosis
Disabling fatigue _ Venous
Poor physical functioning Liver, mesenteric, dermal, cersbral
Pain Arterial
Dyspnea Myocardial infarction,

Renal impairment /( carabral vascular accident s

~ 7 TN

Anemia Smooth muscle dystonia
Transfusions Abdominal pain

Fatigue Dysphagia

Dyspnea Erectile dysfunction

Angina |



AVETTOLPKELEC TWV UTTOOOXEWV

Amntouvoia twv CR3 kat CR4 vrtodoxewv
MetaAAaén oto yovidlo Twv popiwv mpookoAAncng

H voooc : Leucosyte adhesion deficiency
Ynotponiaovoec AoLHWEELC LE TTUOYOVA BaKTpLaL
= AVeEmapKnc mpookOoAAnon ovdetepodilwv oto evdoOnALo
= Avenapknc iC3b —efaptwpevn payokuTTAPWON




Baktnplakec Notpwéelc & ZupnAnpwpa

Actinobacillus spp.
Bordetella spp.
Borrelia spp

Escherichia spp.

Fusobacterium spp.

Haemophilus spp.

Pseudomonas spp.

Serratia spp.

Staphylococcus spp.

Neisseria spp.

fH

C4BP, (fH, FHL-1)
fH, FHL-1, C8, C9
C4BP, C1-INH, C5b6
fH

C4BP, fH

Clq, C3, fH, FHL-1

C5a, C1-INH

C5aR, C3/C3b/C3d, C5
fH, FHL-1

Lambris J, Nat Rev Microbiol, 2008




Baktnplakec Notpwéelc & ZupnAnpwpa

Streptococcus spp fH, FHL-1, C4BP, FHL, FHR, MCP, C5a, C5b-7, C5b-
8, Properdin

Herpes viruses C3b

Retroviruses Clq, fH, MBL, fH, C1-INH
Aspergillus fumigatus fH, FHL-1, C4BP

Candida albicans fH, FHL-1, C4BP

Lambris J, Nat Rev Microbiol, 2008




