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Abstract

Syncope & Coma during Endodontic Treatment under Local Anesthesia in Multiple
Medically Compromised Patient

Jae-Ha Yoo, Byung-Ho Choi, Chun-Ui Lee, and Jong-Bae Kim*

Department of Oral and Maxillofacial Surgery, College of Dentistry, Yonsei University (Wonju Christian Hospital), Wonju,
*Department of Dentistry (Oral and Maxillofacial Surgery), Dong San Medical Center, College of Medicine,
Keimyung University, Daegu, Korea

Altered consciousness may be the first clinical sign of a serious medical problem that requires
immediate and intensive therapy to maintain life. There are many causes of the loss of consciousness
in the dental office setting, such as, vasodepressor syncope, drug administration or ingestion, orthostatic
hypotension, epilepsy, hypoglycemic reaction, acute adrenal insufficiency, cerebrovascular accident,
hyperglycemic reaction, acute myocardial infarction, acute allergic reaction and hyperventilation. This
is a case report of syncope and coma during endodontic treatment of a maxillary third molar under local
infiltration anesthesia in multiple medically compromised patient. The main cause was thought to be
hypoglycemic reaction. The patient was transferred to the medical emergency room and cared properly
(JKDSA 2011; 11: 164~171)

by the emergency medical physicians. The prognosis was good.

Key Words: Syncope; Coma; Hypoglycemic reaction; Multiple medically compromised patient
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Table 1. Initial Laboratory Values

(1) CBC Hb (14.7) Hct (48.2) WBC (3.54) RBC (4.62) PLT (92)

(2) Bleeding Test P.T. (11.9) P.T.T. (39.2) LN.R. (1.07)

(3) Electrolyte Na (134) K (5.0 Cl (94) CO, (224)

(4) LET. AST (39) ALT (39) Glucose (794) Globulin (2.8) Ca (7.2)
BUN (50) Creatinine (6) Phosphorus (5.9) Bilirubin (0.5)

5) AB.G. pH (7.26) Poy (123.4) Pco, (51.1) Base excess (-5)
HCO; (20.4) O, Satu (98)

(6) Others HbAlc (8.1) Insulin (24) C-peptide (0.5) ESR (57) CRP (0.04)
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Table 2. Glasgow Coma Scale

1. Eye opening
Spontaneous
To voice
To pain
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None

2. Verbal response
Oriented
Confused
Inappropriate words
Incomprehensible sounds

— N W s W

None
3. Motor response
Obeys commands
Purposeful movements (pain)
Withdrawal (pain)
Flexion (pain)
Extension (pain)
None
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Table 3. Possible Causes of Unconsciousness in the
Dental Office

Cause Frequency

Vasodepressor syncope Most common

Drug administration/ingestion Common

Orthostatic hypotension Less common

Epilepsy Less common

Hypoglycemic reaction Less common

Acute adrenal insufficiency Rare

Acute allergic reaction Rare

Acute myocardial infarction Rare

Cerebrovascular accident Rare

Hyperglycemic reaction Rare

Hyperventilation Rare
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Table 4. Classification of Causes of Unconsciousness
by Mechanism

Mechanism Clinical example

Inadequate delivery Acute adrenal insufficiency

of blood or oxygen  Orthostatic hypotension

to the brain Vasodepressor syncope

Systemic or local Acute allergic reaction
metabolic deficiencies Drug ingestion and
administration:
Nitrites and nitrates
Diuretics
Sedatives-narcotics
Local anesthetics
Hyperglycemia
Hyperventilation
Hypoglycemia

Direct or reflex effects Cerebrovascular accident

on nervous system  Convulsive episodes

Psychic mechanisms Emotional disturbances
Hyperventilation

Vasodepressor syncope
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Table 5. Differential Diagnosis of Syncope

Neurogenic causes
Breath holding
Carotid sinus disease
Vasovagal syncope
Vasodepressor syncope
Orthostatic hypotension
Glossopharyngeal neuralgia
Seizure disorders

Vascular causes
Cerebrovascular disease
Tussive (cough) syncope
Cerebrovascular accidents
Pulmonary embolism
Aortic arch syndromes

Endocrineopathies
Hypoglycemia
Addisonian crisis
Pheochromocytoma
Hypothyroidism

Exposure to toxins and drugs

Psychogenic problems

Cardiogenic causes
Valvular heart disease
Dysrhythmias
Myocardial infarction
Certain congenital heart anomalies
Hypertrophic cardiomyopathy
Pacemaker syndrome

Disorders of oxygenation
Anemia
High altitude exposure
Barotrauma
Decompression sickness
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Table 6. Manifestations of Acute Hypoglycemia

Mild Moderate Severe
Hunger Tachycardia Hypotension
Nausea Perspiration Unconsciousness
Mood change Pallor Seizures
Weakness Anxiety

Confusion
Uncooperativeness
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1. Terminate all dental treatment

!

Signs and symptoms of mild

hypoglycemia hypoglycemia

2. Administer glucose source such 2. Administer glucose source such 2. Administer 50 ml of 50% glucose
as sugar or fruit juice orally

as sugar or fruit juice PO

3. Monitor vital signs

4. Consult physician if unsure if or 4. If symptoms do not rapidly improve
administer 50 ml of 50% 4. Monitor vital signs
glucose or 1 mg glucagon IV or IM 5. Administer oxygen

why hypoglycemia occurred
before further dental care

5. Consult physician before further

dental care

Signs and symptoms of moderate

3. Monitor vital signs

}

Signs and symptoms of severe
hypoglycemia

IV or IM or 1 mg glucagon

3. Have someone summons medical
assistance

6. Transport to emergency care
facility

Fig. 2. Management of acute hypoglycemia.
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