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Disease [ Maximum number [ Number of
Aof cases (year) cases in 2014

Diptheria | 206,939 (1921) 0 b

Measles 894,134 (1941) 72

‘Mumps 152,209 (1968) 40

i Pertussis 265,269 (1934) 311

Polio 21,269 (1952) 0

| (paralytic) ‘

‘Rubella 57,686 (1969) 0

Tetanus 1,560 (1923) 0

Hemophilus ~20,000 (1984) 134

influenzae

type B infection ‘

Hepatitis B~ | 26,611 (1985) 58 |
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Innate and Adaptive Immunity 4.l 48 Ually (Alualiall) Laudal) 46 Lial)
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Properties of Adaptive Immune Responses :\g-aj')ﬂ\ de lal) cllaily) ailad
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Clonal Selection Hypothesis Awwdl) ¢l&L3Y) 3\,3}:.\
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Serum antibody titer

Immunological Memory 4 Uall §3s)d
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® Class Functions Antigen Selected Percentage of
receptor and phenotypic | total lymphocytes*
specificity markers
(ocB T Lymphocytes :
.
‘CD4+ | B cell activation ap heterodimers CD3* Blood | Lymph | Spleen
helper T (humoral Diverse specificities 88‘; \ node v
lymphocytes immunity) for peptide—class I 35-60 | 50-60 | 50-60
Macrophage MHC complexes
activation
(cell-mediated
immunity)
Stimulation of
inflammation
CcD8* Killing of cells | af heterodimers CD3* 15-40 | 15-20 | 10-15
cytotoxic T | infected with | piyerse specificities | §P4.
lymphocytes intracellular for peptide—class | CD8
microbes, MHC complexes
tumor cells
Regulatory | Suppress of} heterodimers CD3* 0.5-2 | 5-10 5-10
function of e CD4*
T cells other T cells gﬁg 22&2” el CD25*
(regulation foreign antigens FoxP3*
of immune (peptide—class Il (most common)
Iesponses, MHC complexes)
maintenance of
self-tolerance)
. Z J
=
(B Lymphocytes i
B cells Antibody Surface Ig Fc receptors Blood Lyr(;lph Spleen
production Diverse specificities | ¢lass 1 MHC poge J
(humoral for many types CD19
|mmun|ty) of molooules CcD23 5-20 20-25 40-45

T Cells d4ald| LS
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Antigen Microbial
o receptor antigen

Molecule produced
or induced by
microbe

Lymphocyte
proliferation
and differentiation
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Mucosal Immune System hlaall slall jlgadl
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