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1798 Edward Jenner

Observation:

Milkmaids who contracted
cowpox (< & )(a mild
disease) were subsequently
immune to smallpox (% ).




| 1798 Edward Jenner

Profound impact:

(1) Jenner's technique of inoculating with
cowpox ( =+ ) to protect against
smallpox (% =) spread quickly
throughout Europe.

(2) Began the science of Immunology (%% % ) ,
the study of the body's response
to foreign substances.



2

Number of 5
countries
with one or
more cases
per month
19 smallpox
officially
eradicated
0

1965 1970 1975

1980
Year




TABLE 1-1 Cases of selected infectious disease before and after the introduction of effective vaccines

ANNUAL CASES/YR CASES IN 2004
Disease Prevaccine Postvaccine Reduction (%)
Smallpox 48,164 0 100
Diphtheria 175,885 0 100
Measles 503,282 37 99.99
Mumps 152,209 236 99.85
Pertussis (whooping cough) 147,271 18,957 87.13
Paralytic polio 16,316 0 100
Rubella (German measles) 47,745 12 99.97
Tetanus (“lockjaw”) 1,314 (deaths) 26 (cases) 98.02
Invasive hemophilus influenzae 20,000 172 99.14
SOURCE: Adapted from W. A. Orenstein et al., 2005. Health Affairs 24:599.
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| Louis Pasteur

Reasoning:

Aging had weakened the virulence of the pathogen
and that such an attenuated strain (called vaccine)
might be administered to protect against disease.
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