.9w¢>wﬁ%uwn—+vmﬁbaMMMm—+umi

L,

“heoF — .
ho Iuc,rm — fyush Soum @dded -

eoho - av\hboduuz,

L lyeis
J

o hieh slon

+me-5ué#w_&mwncw¢ﬁmNﬁ

(a) (@]
> oD la host faem mieokes — ppepnis ot

(o)

| oyumove debsmes —Immune thavence.

(4] o

o JO!?’zO”mf\OlL'/{,,Q,U suwvivol — I e
T'Y\OLQ caafos

affect boir Snrale and accqumed fmmunlly

 Gmponedls of Complorerd Syelmy

A" 4 -




COMmponenls aaesbianoilda AN )L > —Co DR
O
l

Mbo & (fodo D)) dn Tel oS | NOMO10QoUS

oslif e Xien 7%.01‘0)1\

L—p l@mh de, P}'oﬁrmfﬂ}_s

Clu)\vo\ﬂo_
N UL (o sLalol. D
[3) o o 0
° AifAuses . Hino D °bDiha D Tooges /
o o (o] o
to I

b ONER
I




C-activation: alteration of C proteins such that they |
interact with the next component i

C-fixation: utilization of C by Ag-Ab complexes

C-inactivation: denaturation (usually by heat) of an
early C-component resulting in loss of hemolytic
activity

Convertase/esterase: altered C-protein which acts |
as a proteolytic enzyme for another C-component i
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» The complement system is a powerful mediator of inflammation and destruction and

could cause extensive damage to host cells if uncontrolled.

» However, complement components rapidly lose binding capacity after activation, limiting 7

their membrane-damaging ability to the immediate vicinity of the activation site.

» The complement system is also tightly regulated by inhibitory/regulatory proteins.

Protesn Function

€1 inhibitar Binds to Clr and Cls; prevents further activation of C4 and 2
Factor | Enzymatically inactivates Cdb and C3b

Cdb-binding pratein  Binds to C4b displacing C2b

Factor H Displaces C2b and C3b by binding C4b

DAF Inactrvates C3b and C4b

MCP Fromotes C3b and Cdb mactivation

CD59 Frevents binding of C5b,&,7 complaxes to host cells

C1 inhibitor, factor |, C4b-binding protein, factor H, decay-accelerating factor (DAF),

membrane cofactor protein (MCP), and CD59 (protectin)




