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GENERALIDADES

' ** Helmintos son gusanos multicelulares.
¢ Han coexistido con el s. inmune de los vertebrados.
“ La mayoria de las especies no se multiplican en el
huésped mamifero y las infecciones se acumulan

mediante transmision repetida.

* Altas prevalencias principalmente en ninos “Age-
Intensity profile”.

+* Inmunidad concomitante. Forma adulta tolerada.
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INTENSIDAD VS RESPUESTA DEL S. INMUNE

A, 4—11-year-olds; B, 12-36-year-olds
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Age, years cytokine responses and intensity of Ascaris lumbricoides infection is

Correlacion inversa intensidad de infeccidon y respuesta Th2.

Turner et al. JID 2003:188 (1 December) “
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INTENSIDAD VS RESPUESTA DEL S. INMUNE

[ ] Nonreinfected
[] Reinfected
A B
0.8 - 1.6 -
© 0.6 -
c 124
g . 04 - | o
v wm w
20 02 5
38 2 0.8
€5 00 0
Eq ‘ 4
-$ — 0.2 - 0.4 4
X |
~ 04 -
0.6 - 0

Resistencia a lareinfeccion proporcional a respuesta Th2 (IL-4,
IL-5, IL-13).

JID 2004:190 (15 November) * Jackson et al. “
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RESISTENCIA VS SUSCEPTIBILIDAD
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Fig. 1. Production of interleukin (IL)-4, IL-5, and interferon (IFN)-vy
by schistosomula-specific T-cell clones. Production of IL-4, IL-5, and
IFN-y by parasite-specific CD4" T-cell clones from (A) resistant and (B)
susceptible individuals. Boxes represent 25—75 percentiles, and vertical

Individuos resistentes: polarizacion Th2.

Individuos susceptibles: polarizacion Thi.
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Dessein et al Immunological Reviews 2004

Vol. 201: 180-190
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Eggs/20 ml

Polimorfismo -1055C/T asociado con resistencia.

- , 2005 : 6274 - . ‘
v The Journal of Immunology, 2005, 174: 6274-6281 “

RESISTENCIA VS SUSCEPTIBILIDAD
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SISTEMA INMUNE
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Abbas et al: Cellular and Molecular Immunology, 7e.
Copyright © 2012, 2007, 2005, 2003, 2000, 1997, 1994, 1991 by Saunders, an imprint of Elsevier Inc.
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EL INGRESO DEL HELMINTO Y LA R. INMUNE
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v - Clinical and Experimental Immunology, 177: 38-46 ‘ “




MOLECULAS DE LOS HELMINTO MODULAN
LAS DCs HACIA LA POLARIZACION TH2
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Hussaarts et al Frontiers in Immunology October 2014 | Violume & | Article 499 “
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IL-4 ES PRIMORDIAL EN LA RESPUESTA TH2

First response
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MECANISMOS EFECTORES TH2 A HELMINTOS

Interception in the skin

’
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CELULAS EFECTORAS INNATAS EN RESPUESTA TH2
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FORMACION DEL GRANULOMA Y LB
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CELULAS QUE FORMAN EL GRANULOMA

Table 1 | Cellular composition of helminth-induced granulomas

Cell type Heligmosomoides polygyrus Schistosoma mansoni
D Day 4 after Day 4 after Mild Severe
granuloma .
primary secondary pathology pathology
innoculation  innoculation
AAM — +++ ++ -
CAM — — — ++
Neutrophil ++ ++ — ++
Dendritic cell + ++ ++ ++
Eosinophil ++ ++ +++ +++
T, 1cell — — - ++
T,2cell — ++ ++ —f++
THl? cell — = — ++
CD8* Tecell — — ++ +
B cell and/or - — ++ +
plasma cell

AAM, alternatively activated macrophage; CAM, classically activated macrophage; T, T helper.
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REPARACION DEL DANO INDUCIDO POR EL PARASITO
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Y LA INMUNOMODULACION ??

Helminth infection
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PLOS Pathogens | DOI:10.1371/journal.ppat.1004582 January 29, 2015“
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CELULAS T REGULATORIAS
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TOLERANCIA EN INFECCIONES POR HELMINTOS
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Y EL PAPEL DE OTRAS CELULAS ??

(a) Primary infection (b) Secondary infection
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Y LOS MECANISMOS DE EXPULSION ??
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Y LA RESPUESTA MIXTA ??
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Figure 1 Diagram summarizing the major characteristics of

human natural and experimental hookworm infection. “
v A Farasite Immunology, 2014, 36, 358-366 A
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