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Changes of pulpal and periapical tissue in a patient
with Diabetes Mellitus

Pattanil Watcharaphan*, Kewalin Thammasitboon**

Abstract

Diabetes Mellitus (DM) is a chronic disease and becomes a major problem
worldwide. The complications from DM can cause death. There are many studies
reported the relation between DM and periapical and pulpal pathology. However, the
phathogenesis and mechanism of action of DM to pulpal and periapical tissue is still
unclear. One of a concern is that DM causes the changing of immune system of a patient.
As a result, pulpal and periapical can progress easily. This review article explained the
effect of DM on pulpal and periapical tissue.

Keywords: Diabetes Mellitus, Periodontitis, Pulpal infection
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