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Abstract

Paradoxical Reaction to Midazolam Used in Intravenous Sedation for Dental Treatment
—Report of a Case and Review of the Literature—

Jae-Yun Jeon, D.D.S., Se-Hwa Jung, D.D.S., Byung-Ha Lee, D.D.S., Jae-Jung Im*, D.D.S.,

Kyung-Gyun Hwang, D.D.S., Ph.D., Kwang-Sup Shim, D.D.S., Ph.D,,

and Chang-Joo Park, D.D.S., Ph.D.

Division of Oral and Maxillofacial Surgery, *Division of Orthodontics, Department of Dentistry,
College of Medicine, Hanyang University, Seoul, Korea

Midazolam, one of the most common benzodiazepine derivatives, is widely used in intravenous

sedation for dental treatment without severe complications.

However, paradoxical reactions to midazolam,

including patient’s unanticipated restlessness, agitation, hostility, and rage, have been frequently reported

since the introduction of benzodiazepine.

During outpatient intravenous sedation using midazolam for

dental treatment, we experienced a paradoxical reaction to midazolam in a 28-year-old female patient.

With a thorough review of the literature, the management of this complication and its various etiologies

were discussed.

(JKDSA 2009; 9: 104~ 107)
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Table 1. Distribution and Location of 7-aminobutyric
Acid (GABA)-A Receptor

Isoform (subtype) Loci

al cortical areas and thalamus
olfactory bulb, neocortex,
hippocampal formation,

cerebellum
a2 limbic system

central nucleus of amygdala
a3 reticular activation system
as limbic system
a6 cerebellar granule cell
B3 most brain areas
0 cerebellum and thalamus

1980; Weinbroum et al, 2008).
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receptor.
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