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Literature review

Causes, Treatment and Prevention of Early Childhood Caries

*
SupornThuntiniramai, D.D.S.

&
Department of Dentistry, Prapokklao Hospital, Chanthaburi Province, Thailand.

Abstract

Early childhood caries (ECC) is one of
the most prevalent infectious diseases affect-
ing children worldwide. It is an aggressive form
of dental caries, which left untreated, can result
in rapid and extensive cavitation in teeth that
is painful and costly to treat. Furthermore, it
affects mostly children from impoverished
background, an thus constitutes a major

challenge in public health which remains a

significant global problem. The disease is a
prime example of the consequences arising
from complex, dynamic interactions between
microorganisms, host and diet, leading to
the establishment of highly pathogenic
(cariogenic) biofims. In this report review to
causes, treatment and prevention of ECC for
improve childhood oral health and appropriate

management.
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