Diarrhea: Host Perspective
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@1519% 1. Number of OPD visits of intestinal infectious diseases (diarrhea) (ICD 10: A04, A05, AO8 and
A09) and rate per 1,000 Thai children under five years in 2010

(a3 gasmazAMe J Med Assoc Thai ,2555)

Age (year) 1 2 3 4 5
A04 Other bacterial intestinal infections 3,614 4,014 2,345 1,555 1,162
AO05 Other bacterial foodborne 5,724 10,477 7,474 5,801 4,693

intoxications not elsewhere

A08 Viral and other specified intestinal 23,564 23,155 11,393 7,540 4,921
infections
A09 Diarrhea and gastroenteritis of 195,595 212,671 110,082 71,198 49,574

presumed infectious origin

Total OPD visits 228,497 250,317 131,294 86,094 60,350

Population covered by UC schemes 2010 | 662,944 717,039 737,870 746,410 | 746,243

334.7 349.1 177.9 115.3 80.9
OPD visits rate per 1,000 children
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Estimating child mortality due to
diarrhea in developing countries

Fig. 2. Distribution of deaths due to diarrhoea in low- and middle-income countries in
5 WHO regions
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WHO, the Strategic Advisory Group of Experts (SAGE) 10-12 April 2012, on
immunization: Following a review of new evidence on rotavirus disease burden, timeliness of
vaccination and the safety and effectiveness of different immunization schedules, SAGE
continues to recommend that the first dose of rotavirus vaccine be administered as soon as
possible after 6 weeks of age as this maximizes disease protection and along with diphtheria-
tetanus-pertussis (DTP) doses. Early immunization is favored but the current age restrictions for
the first and last dose of rotavirus vaccines would prevent vaccination of many vulnerable
children in settings where the DTP doses are given late (i.e. after 15 weeks for DTP1 or after 32
weeks for DTP 2 or DTP3). By allowing children to be immunized at any time with DTP,
programmes will be able to immunize children who are currently excluded from the benefits of
rotavirus vaceines. However, timelines of vaccination remains a key attribute of effective
immunization programmes. SAGE recognized that countries have different burdens of disease and
may or may not have introduced rotavirus vaccines. As such, countries that have already
introduced rotavirus vaccines, should develop specific plans on vaccine administration in a
manner that supports existing programmes and encourages early protection of infants against

rotavirus infection.
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