Antiphospholipid syndrome presenting with acute stroke:
case series and review of literature
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LUWLALUIVI (motor power 4/5 aRa9T B1496) 7379
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corona radiate and lentiform nucleus and total
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infarction at subcortical and deep white matter of
right posterior frontal lobe, severe stenosis of right
ICA bifurcation and origin of right middle cerebral
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M15197 1: inasin133i9a8 antiphospholipid syndrome®

Requirement: APS is present if at least one clinical and one laboratory criteria are met.

Clinical criteria

1. Vascular thrombosis: one or more episodes of thrombosis affecting arterial, venous, or small vessels

2. Pregnancy morbidity

a. One or more unexplained fetal death beyond the 10" week of gestation, or

b. One or more premature birth before the 34" week of gestation due to severe pre-eclampsia, or eclampsia, or

placental insufficiency, or

c. Three or more unexplained consecutive spontaneous abortions before the 10" week of gestation
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Laboratory criteria

1. aCL IgG or IgM in medium or high titer (>40 GPL or MPL or >99" percentile), on 2 or more occasions, at least 12

weeks apart

2. LAC on 2 or more occasions, at least 12 weeks apart

3. aP2GPI (>99" percentile) on 2 or more occasions, at least 12 weeks apart

A5 WN 2: ﬁnymwadgfﬂwﬁuu:ﬁvZ%’mvam aPL?

w

N O o b

. Age <50 years with idiopathic venous thromboembolism (VTE) or VTE in uncommon sites
. Age <50 years with cryptogenic stroke

. Vascular thrombosis associated with suspicious manifestations e.g., dementia, livedo reticularis, epilepsy and

valvular heart disease

. Vascular thrombosis in patients diagnosed with autoimmune disease
. Unexplained recurrent vascular thrombosis
. Women with pregnancy loss (especially in case of fetal death)

. Unexpected aPTT prolongation in otherwise healthy subjects

4’ e ] 1 d’ o 3 - 1
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Viral infections: HIV infection, mononucleosis, rubella, parvovirus, hepatitis A, B, C, mumps

Bacterial infections: syphilis, Lyme disease, tuberculosis, leprosy, infective endocarditis, rheumatic fever, Klebsiella
Malignancies: Solid tumors (lung, colon, cervix, prostate, liver, kidney, ovary, breast), hematologic (myeloid and
lymphatic leukemias, lymphomas, polycythemia vera, myelofibrosis), paraproteinemias (monoclonal gammapathies,
myeloma)

Drugs: Procainamide, phenothiazines, ethosuximide, chlorothiazide, quinine, oral contraceptives, anti-TNFa therapies
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