Patient with Thrombosis
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T 38.2°C, P 128/min, R 24/min, BP 130/80
Look sick with pain, not pale, no jaundice
No malar rash
Chest - clear; heart - tachycardia, no murmur
Liver and spleen - not enlarged
Lymph node - not palpable
Extremities - left leg swelling with gangrene of left foot
- left dorsalis pedis, posterior tibial, and popliteal pulses - not palpable

Neurological examination - nonfocal
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1. CBC : Hct 31%, Wbc 11,200/, PMN 79%, L 7%, M 7%, E 1%, B 1%, band 5%, platelet-
210,000/pU
2. Coagulogram : APTT 40.3 sec (N 29-43 sec)

PT 33% (N 70-150%)

TT 15.2sec (N 9-12 sec)
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1. FANA : negative
2. Anticoagulants :
Protein C activity 31% (N 70-130%)
Protein S activity 48% (N 70-130%)
3. Homocysteine level : 11 [lmole/L (5-15 Pimole/L)
4. Anticardiolipin : negative
5. Lupus anticoagulant : positive
6. MRA of abdominal aorta and femoral artery : extensive thrombus in bilateral common iliac
arteries, segmental thrombus in inferior vena cava and emboli in the left renal artery with non-
function or infarction of the left kidney
7. MDCT of brain : multiple old arterial infarctions and venoocclusive disease of the superior

sagittal sinus
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Catastrophic antiphospholipid syndrome with multiple arterial and venous thrombosis
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