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Caracteristicas generales de los virus
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Some common causes of disease in humans

Viruses

DNA viruses

Adenoviruses

Human adenoviruses (e.g., types 3, 4, and 7)

Herpes simplex, varicella zoster, Epstein-Barr

Horpesviruses virus, cytomegalovirus, HHVS8
Poxviruses Variola, vaccinia virus
Parvoviruses Human parvovirus
Papovaviruses Papilloma virus

Hepadnaviruses

Hepatitis B virus

RNA viruses

Orthomyxoviruses | Influenza virus
Paramyxoviruses | Mumps, measles, respiratory syncytial virus
Coronaviruses Cold viruses, SARS

Picornaviruses

Polio, coxsackie, hepatitis A, rhinovirus

Reoviruses

Rotavirus, reovirus

Togaviruses

Rubella, arthropod-borne encephalitis

Flaviviruses

Arthropod-borne viruses,
(yellow fever, dengue fever)

Arenaviruses

Lymphocytic choriomeningitis, Lassa fever

Rhabdoviruses

Rabies

Retroviruses

Human T-cell leukemia virus, HIV
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Ciclo de replicacion viral
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Modelos de infeccion viral
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Time highlighted in pink corresponds to when signs and symptoms of disease are apparent.
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TLRs Ligands Target microbes
TLR1 Triacyl lipopeptides Mycobacteria
TLR2 Peptidoglycans Gram-positive bacteria
GPI-linked proteins Trypanosomes
Lipoproteins Mycobacteria
Zymosan Yeasts and other fungi
TLR3 Double-stranded RNA (dsRNA) Viruses
TLR4 LPS Gram-negative bacteria
F-protein Respiratory syncytial virus (RSV)
TLR5 Flagellin Bacteria
TLR6 Diacyl lipopeptides Mycobacteria
Zymosan Yeasts and fungi
TLR7 Single-stranded RNA (ssRNA) Viruses
TLR8 Single-stranded RNA (ssRNA) Viruses
TLR9 CpG unmethylated dinucleotides Bacterial DNA
Dinucleotides
Herpesvirus infection Some herpesviruses
TLR10,11 Unknown Unknown

Figure 3-11 part 2
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NK-cell receptors

Inhibitory Activating

Receptor Str::yt.:: ral Ligand Receptor Str;,lyc;gral Ligand
KIR2DL Ig HLA-C KIR2DS Ig HLA-C
KIR3DL Ig HLA-B,C KIR3DS Ig HLA-B?

LILRB1,2 Ig HLA class | LILRA3 Ig 2
CD94:NKG2A Lectin HLA-E  |CD94:NKG2C/E|  Lectin HLA-E

LAIR-1 Ig ? LAIR-2 Ig ?

NKG2D Lectin GRS

NKp30 Ig ?

NKp44 Ig ?

NKp46 Ig ?

CD16 Ig Fc

Figure 8-29 The Immune System, 2/e (© Garland Science 2005)
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El sistema INF como
agente antiviral
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DCs: Maduracion, Procesamiento y
Presentacion de Ag virales



Fluorescence microscopy Scanning electron microscopy

Dendritic cells in peripheral tissues
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Uncertainty remains about
whether simultaneous binding
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presenting dendritic cell for activation of CTL-P :.o .
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Respuesta B frente a la infeccion viral
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Interferencia en la actividad
mediada por citocinas
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Interferencia en la expresion y
funcion de MHC
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7 Interferencia viral
en la apoptosis




Virus Proteinas | _______Funciones ___

E3-10.41/14.5K Internalizacion y degradacion de Fas

Adenovirus 147K Interactia con la caspasa 8 e inhibe la
' activaciéon de otras caspasas

HCMV UL144 Retencidn intracelular de Fas

crmA Potente inhibidor de caspasas 1y 8

crmB Neutraliza a TNF-a
Cowpox .

crmC Neutraliza a TNF-a

crmD Bloquea a la linfotoxina alfa y al TNF-a

K13 Inhibe la activacion de las caspasas por Rc de
HHV-8 muerte

Ksbcl-2 Homodlogo de Bcl-2

BHRF1 Homdélogo de Bcl-2

BALF1 Homologo de Bcl-2
EBV

Aumenta la expresion de Bcl-2 y otros
LMP miembros de su familia que promueven la
supervivencia celular
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Variacion antigenica



(a) Influenza, an RNA virus (b) General steps of viral replication
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In person Q, mutation occurs in virus V
to produce virus V* with an
altered hemagglutinin

Recombination of viral RNA in the
secondary host produces virus with
different hemagglutinins
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Neutralizing antibodies against virus V
in person P do not block binding of
virus V* to cells

No cross-protective immunity in humans
to virus expressing a
novel hemagglutinin
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