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Abstract

Bleeding & Infection Control by the Circumferential Suture & Drainage on Active Bleeding
Extraction Socket under Sedation And Local Anesthesia in a Multiple Medically
Compromised Patient with Anticoagulation Drug

Jae-Ha Yoo 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

There are five principal causes for excessive bleeding in the immediate postextraction phase ; (1)
Vascular wall alteration (wound infection, scurvy, chemicals, allergy) (2) Disorders of platelet function
(genetic defect, drug-aspirin, autoimmune disease) (3) Thrombocytopenic purpuras (radiation, leukemia),
(4) Inherited disorders of coagulation (hemophilia, Christmas disease, vitamin deficiency, anticoagulation
drug-heparin, coumarin, aspirin, plavix). If the hemorrhage from postextraction wound is unusually
aggressive, and then dehydration and airway problem are occurred, the socket must be packed with
gelatine sponge(Gelfoam) that was moistened with thrombin and wound closure & pressure dressing are
applied. The thrombin clots fibrinogen to produce rapid hemostasis. Gelatine sponges moistened with
thrombin provide effective coagulation of hemorrhage from small veins and capillaries. But, in dental
alveoli, gelatine sponges may absorb oral microorganisms and cause alveolar osteitis (infection). This
is a case report of bleeding and infection control by the circumferential suture and iodoform gauze
drainage on infected active bleeding extraction socket under sedation and local anesthesia in a
71-years-old male patient with anticoagulation drug. (JKDSA 2011; 11: 177~182)

Key Words: Bleeding extraction socket; Circumferential suture; Iodoform gauze drainage; Anti-
coagulation drug; Multiple medically compromised patient
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Table 1. Prescribed Drugs

. Plavix tab [75 mg] 75 mg
. Acertil 4 mg tab [4 mg] 4 mg
. Vytorin tab 10/20 1 tab
. Pletaal 50 mg tab [50 mg] 100 mg
. Isotril ER tab [60 mg] 120 mg
. Sigmart tab [5 mg] 10 mg
. Molsiton tab [4 mg] 8 mg
. Dilatrend 12.5 mg tab [12.5 mg]
. Nifedipine tab [10 mg] 30 mg
10. Stilnox 12.5 mg CR tab [12.5 mg]
11. Stilnox 12.5 mg CR tab [12.5 mg]
12. Nitroglycerin tab [0.6 mg] 1 tab
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Fig. 2. Bleeding control view of extraction socket
with  circumferential and iodoform
gauze drainage.
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Table 2. Classification of Bleeding Disorders

1. Nonthrombocytopenic purpuras
a. Vascular wall alteration
(1) Scurvy
(2) infections
(3) Chemicals
(4) Allergy
b. Disorders of platelet function
(1) Genetic defects (Bernard-Soulier

disease) (6) Drugs
(2) Drugs (a) Alcohol
(a) Aspirin (b) Thiazide diuretics
(b) NSAIDs (c) Estrogens

(c) Alcohol
(d) Beta-lactam antibiotics
(e) Penicillin
(f) Cephalothins
(3) Allergy
(4) Autoimmune disease
(5) von Willebrand’s disease
(secondary factor VII deficiency)

2. Thrombocytopenic purpuras

a. Primary-idiopathic

b. Secondary

(1) Chemicals

(2) Physical agents(radiation)
(3) Systemic disease(leukemia)
(4) Metastatic cancer to bone
(5) Splenomegaly

(d) Gold salts
(7) Vasculitis
(8) Mechanical prosthetic
heart valves
(9) Viral or bacterial infections

3. Disorders of coagulation

a. Inherited

(1) Hemophilia A(deficiency of
factor VIII

(2) Hemophilia B(deficiency of
factor IX

(3) Others

b. Acquired

(1) Liver disease

(2) Vitamin deficiency
(a) Biliary tract obstruction
(b) Malabsorption
(c) Excessive use of broad

- spectrum antibiotics

(3) Anticoagulation drugs
(a) Heparin and Coumarin
(b) Plavix
(c) Aspirin and NSAIDs

(4) DIC

(5) Primary fibrinogenolysis

(6) Uremia
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Table 3. Normal control of bleeding
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Table 4. Factors in Wound Infection

1. Vascular phase
a. Vasoconstriction in area of injury
b. Begins immediately after injury
2. Platelet phase
a. Platelet and vessel wall will become “sticky”
b. Mechanical plug of platelets seals off openings
cut vessels
c. Begins seconds after injury
3. Coagulation phase
a. Blood lost into surrounding area coagulates
through extrinsic and common pathways
b. Blood in vessel in area of injury coagulates
through intrinsic and common pathways
c. Takes place more slowly than other phases
4. Metabolic(fibrinolytic) phase
a. Release of antithrombotic agents
b. Spleen and liver destroy the antithrombotic

agents
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1. Local factors
Number of bacteria
Virulence of bacteria
Devitalized tissue
Decreased blood supply
Foreign bodies (traumatic or implants)

2. Systemic factors
Generalized sepsis
Decreased host defenses
diabetes
malnutrition
cytotoxic-immunosuppressive drugs
malignancies
Extremes of age

3. Environmental factors
Operating room traffic
Defective air system
Inadequate sterilization techniques
The surgeon as source of infection

4. Endogenous factors
Patient’s skin and hair
Presence of infected tissue at time of surgery
(cellulitis, abscess, fistula)
Presence of resistant or opportunistic organism in
the patient’s oral cavity or nasopharynx

5. Surgical factors
Insufficient hemostasis
Presence of dead space
Insufficient debridement
Tissue necrosis from suture, retractors, or
dressings
Inappropriate or long-term use of drains
Excessive operating time
Primary closure of infected wounds

(Kruger, 1984; W1¥d <, 1990; Falace, 1995).
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