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1.038, albumin 2 +, cell 0 BUN 7.2 mg%, Cr 0.5
mg%, Na 135 meq /L, K 3.4 meq/L, HCO3 12.6
meq/L, Cl 115 meq /L Cholesterol 198 mg/dL,
albumin 3.8 g/dL, globulin 3.0 g/dL, total biliru-
bin 0.8 mg/dL, direct bilirubin 0.1 mg/dL, ALT
14 U/L, AST 12 U/L, alkaline phosphatase 61 U/
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tive, CT scan brain: hemorrhagic infarctionat
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Hereditary disorders

Acquired disorders

Deficiency or qualitative abnormalities of
activated coagulation factors

® Activated protein C Resistance

(factor V Leiden)

® Protein C deficiencey

® Protein S deficiency

@ Thrombomodulin deficiency

@ AT III deficiency

L Heparin cofactor II deficiency
Abnormality of coagulation zymogens

@ Prothrombin mutation
Imparied clot lysis

L Dysfibrinogenemia

L Plasminogen deficiency

® T-pA deficiency

@ Excess PAL1 activity
Metabolic defect

o Homocysteinemia (homocystinuria)

Vascular disorders

@ Atherosclerosis
® Diabetes
@ Vasculitis

@ Prosthetic material

Abnormal rheology

@ Stasis
o Hyperviscosity

Platelet dysfunction

o Myeloproliferative disorders

o Paroxysmal nocturnal hemoglobinuria

Other disorders associated with

hypercoagulability

® Cancers

® Oral contraceptives

o Pregnancy

o Nephrotic syndrome

o Antiphopholipid antibody syndrome

o Inflammatory bowel diseases
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Antithrombin III Deficiency: A Case Report and

Review of Literature

Chittima Sirijerachai, Kanchana Chansung, and Suthipun Jitpimolmard*

Hematology Unit; *Neurology Unit, Department of Medicine, Faculty of Medicine, Khonkaen University

Abstract: Hereditary thrombophilia is a genetic tendency to venous thromboembolism. Clinical fea-
tures suggesting this condition include thrombosis occurring at young age, a positive familyhistory
of thrombosis, thrombosis at unusual sites, or recurrent thrombosis. We report a 26-year-oldfemale
with 17 weeks of pregnancy presented with severe headache for two days, then developed alteration
of consciousness and global aphasia. Brain CT scan revealed hemorrhagic infarction at temporopa-
rietal region with brain edema. Surgery was performed to remove blood clot andthrombosis of vein
of Labbe’s was detected with good recovery. Three days after operation, shedeveloped deep vein
thrombosis of right leg and was treated with low molecular weight heparin. Hereditary thrombophilia
was suspected and so blood samples were obtained from her and her family for evaluation. The
diagnosis was antithrombin IIl deficiency due to her low plasma antithrombin III level. Her mother,
sister and brother also carry this abnormal gene but her father does not. Her mother and sister are
asymptomatic but her brother developed deep vein thrombosis and pulmonary embolism 1 month
after this event. The thrombosis in this case may be precipitated by pregnancy and surgery.
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