Immune effector mechanisms

Intracellular pathogens
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Dynamics
Response profile — focus on CD4 Th1l

Effector mechanisms- CD8, CD4 Th1l, humoral
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INDUCTION OF IL-12 EXPRESSION
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Th1 differentiation
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EFFECTOR MECHANISMS — CELLULAR RESPONSES
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TNFR family and cell death induction
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Contents of the dense core Specialized function
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CITOTOXIC IMMUNE SYNAPSE

Initial contact MTOC polarization Granule polarization Granule secretion Target ct_all
Target cell apOptOSIS

. — O — (®
dSMAC
pSMAC synaptlc )
cSMAC cleft
microtubule immunological
e mmsynapse
) granule o
MTOC L =
MHC-I CD48

ICAM-1  CD58 E-Cadherin Ly108

...O..l.......l.....l.......l.......'......I'.......C. vAvAvAvAvAvavhvivl

CD8
LFA-1 CD2 |
TCR
0000000000000000000000000000000000000RRRRRR0R0RRRS (.1.1.] o0 o0 eeee
e R b el oW W
L 1 .......za ‘...l.l..‘.l. 0000 o9 L 1 000 o009

Elmol Dock2 e P l
. e
“

PTEN O, g ,
& |
l oog

WAVE |P3 receptors

J
.

\-,._ s |
F-actin 2 )
R
ACTIN REORGANIZATION /
MECHANOPOTENTIATION /
> //

MTOC
_ARIZA




CD4 Th1 CELLS ACTIVATE MACROPHAGES
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IFNy EFFECTS ON MACROPHAGES
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GRANULOMAS — RESULT OF CD4 Th1 response against Tb
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DELAYED TYPE HYPERSENSITIVY RESPONSE
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HUMORAL RESPONSES - IgG
Th1l —IFNy —isotype switch to I1gG

Antibody dependent citotoxicity

Antibody dependent phagocytosis
Complement activation

Neutralization



ADCC

Signaling events upon antibody-dependent cellular cytotoxicity
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ACTIVATION OF THE COMPLEMENT SYSTEM
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NEUTRALIZATION
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Budding (HIV, flu and filov)
. Effector cell-mediated death (HIV, flu and filov)
0. Agglutination (HIV, flu and filov)

Nature Microbiology volume 4, pages734-747 (2019)



