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Abstract

Re-emerging infectious diseases: are those infectious diseases which
have, as the name states, re-emerged after period of decline in incidence
(e.g. tuberculosis) (Cumbey and Gimarc, 2007). There are many factors
contributing in emerging and re-emerging diseases, these factors include
genetic, biological, social, political, and economic factors (Morens et al.,
2008).

Tuberculosis, a disease caused by several species of mycobacteria, has
afflicted humankind for many thousands of years. It is a worldwide disease
and in many countries is a major cause of death. After declining in
incidence for a number of years, it has begun to increase in frequency,
especially in developing and underdeveloped countries as a re-emerging
infectious disease (Shampo and Rosenow, 2009).

The emergence of multidrug-resistant (MDR) and extensively drug
resistant (XDR) strains of Mycobacterium tuberculosis is a real threat to
achieve tuberculosis (TB) control and elimination globally. More than
510,000 new cases of MDR-TB occur each year and XDR-TB cases are
recognized in every setting where there has been the capacity to detect
them (Migliori et al., 2009).

This work aimed at reviewing the tuberculosis as a re-emerging infectious
disease, factors contributing in its re-emergence, and how to control and
prevent its propagation.
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T.B. as a Re-emerging disease

Introduction

The infectious diseases are not only a problem in third world countries, but
also affect every nation around the world. An alarming number of people fall
victims to infectious diseases and every year millions of people die of these
confounding conditions worldwide. Researchers are racing to find cures and
vaccines for many of the world's most threatening conditions (Cumbey and

Gimarc, 2007).

An emerging infectious disease (EID): is an infectious disease whose
incidence has increased in the past 20 years and threatens to increase in the
near future. EIDs include diseases caused by a newly identified
microorganism or newly identified strain of a known microorganism (e.g.
SARS, AIDS), new infections resulting from change or evolution of an
existing organism (e.g. influenza), a known infection which spreads to a new
geographic area or population (e.g. West Nile virus), newly recognized
infection in an area undergoing ecologic transformation (e.g. Lyme disease),
and pre-existing and recognized infections reemerging due to drug resistance
of their agent or to a breakdown in public health (e.g. tuberculosis) (Fauci,
2005).

Also of growing concern is adverse synergetic interaction among emerging
diseases as well as interaction with other infectious and non-infectious

conditions that leads to the development of novel syndemics (Fauci, 2005).

Re-emerging infectious diseases: are those infectious diseases which
have, as the name states, re-emerged after period of decline in incidence

(e.g. tuberculosis) (Cumbey and Gimarc, 2007).




T.B. as a Re-emerging disease

Tuberculosis, a disease caused by several species of mycobacteria, has
afflicted humankind for many thousands of years. It is a worldwide disease
and in many countries is a major cause of death. After declining in incidence
for a number of years, it has begun to increase in frequency, especially in
developing and underdeveloped countries as a reemerging infectious disease

(Shampo and Rosenow, 2009).

A third of the world's population has been infected with M. tuberculosis,
and new infections occur at a rate of one per second (WHO, 2007).
However, not all infections with M. tuberculosis cause TB disease and many

infections are asymptomatic (CDC, 2007).

In 2007, an estimated 13.7 million people had active TB disease, with 9.3
million new cases and 1.8 million deaths; the annual incidence rate varied
from 363 per 100,000 in Africa to 32 per 100,000 in the Americas (WHO,
2009).

Tuberculosis is the world's greatest infectious killer of women at
reproductive age and the leading cause of death among people with

HIV/AIDS (Sobero and Peabody, 2006).

The emergence of multidrug-resistant (MDR) and extensively drug
resistant (XDR) strains of Mycobacterium tuberculosis is a real threat to
achieve tuberculosis (TB) control and elimination globally. More than
510,000 new cases of MDR-TB occur each year and XDR-TB cases are
recognized in every setting where there has been the capacity to detect them

(Migliori et al., 2009).
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The Aim of This Work

This work aims at reviewing tuberculosis as a re-emerging infectious
disease; the factors contributing in its re-emergence; and how to control and

prevent its propagation.
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CHAPTER: |

Epidemiology of Tuberculosis

Historical Background:

Tuberculosis has been known under a variety of names such as phthisis,
Scrofula, tabes, bronchitis, and inflammation of the lungs, hectic fever,
gastric fever, and lupus. It was also known as the great white plague or
"consumption''. The actual name "Tuberculosis' was introduced during
the first half of the nineteenth century and it refers to the diseased condition

caused by infectious agents known as tuberculosis bacteria or tubercle bacilli

(Neil and Croft, 2005).

The first evidence of the infection in humans was found in a cemetery
near Heidelberg, in the Neolithic bone remains that show evidence of the
type of angulation often seen with spinal tuberculosis (Madkour et al.,
2004). Signs of the disease have also been found in Egyptian mummies

dated between 3000 and 2400 B.C. (Zink et al., 2003).

Figure 1: Tubercular decay has been found in the spines of Egyptian
mummies. Pictured: Egyptian mummy in the British Museum
(Hershkovits et al., 2008).




