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Increased risk of disease:

1. Accelerated atherosclerosis
2. Myocardial infarction

e 3. Stroke
e 4. \Valvular heart disease
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Accelerated atherosclerosis
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FIGURE 2 Libman-Sacks Endocarditis




Pulmonary thromboembolism
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- Vascularendothelial cell dy o DN mediated by
antlphospholi,pld antibodies and stubsequent complement
system ac‘Uva;rbrf play a cardinal role i

path,oggnesm

>
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* Improved understanding of their p tthogenic functlon

could help in the risk stratification of patients with APS
-and provide new molecular therapeutic targets. =
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CENTRAL ILLUSTRATION Antiphospholipid Syndrome Pathogenesis

4

C5b-initiated C5a binding to

assembly of the  endothelial cells
membrane attack increasas

complex triggers neutrophil
proinflammatory adhesion,

signaling tissue factor
pathways expression,
and release
of other
procoagulant

substances

Venous thromboembolism, arterial thrombaosis, adverse obstetric events and recurrent miscarriages
accelerated atherosclerosis, increased risk of myocardial infarction and stroke, and valvular heart disease
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Inhibition of phospholipid-dependent coagulation reactions. The sites of action of anti-B2GP-1 and
antiprothrombin antibodies are indicated by Xs.
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Antiphospholipid Syndrome in Systemic Lupus Erythematosus
Gary S. Hill and Dominique Nochy
JASN September 2007, 18 (9) 2461-2464; DOI: https://doi.org/10.1681/ASN.2007030257
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Inhibition of inactivation of factor Va by the protein C pathway. The stable trimolecular complexes formed by
antiphospholipid antibodies (APL) at the anionic phospholipid surface hamper the inactivation of factor Va.
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» Morbidity and mortality in APS is strongly associated
with aPL-mediated vascular endothelial cell dysfunction
and complement system activation.

[
 Although thrombophilia is the hallmark of APS, accurate

Identification of patients at increased risk for thrombosis
remains a challenge.
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Thrombophylaxis



éasures for ¢
ent oficardiovasell

 Gene
e ASse

Antiphospholipid Syndrome
Role of Vascular Endothelial Cell Sdmplications
Risk Stratification and Targeted The apel e / 4 ~
Michel T. Corban, et al. JOURNAL OF THE AMERICAN COLLEGE O VOL/ 69, NO. {18



EﬁoXaparin Sodium
Injection, USP

Single Dose Syringes with Automatic Safety Device
For Subcutaneous Injection
Ten 0.6 mL Syringes
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DG | health ingredien

81 mg Aspirin**

Low Dose x
Aspirin 81 mg

Pain Reliever (NSAID)

e Enteric coa.ted
¢ Aspirin regimen

(ompare to the adtive ingredient
in Bayer* Low Dose Aspirin'

ASPIRIN REGIMEN®
I

LOW DOSE, |
SAFETY COATED
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ipca
Hydroxychloroquine Suffate

Tablets USP
HCQS:400

e RITH -400

Hydroxychloroquine
Sulfate Tablets, USP
500

m TabletS
Actavis Rx Only
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TAELE 3 Alternative and Adjunctive Therapeutic Options for Specific Clinical
Scenarios in Antiphospholipid Syndrome

Enown warfarin allergy, .
warfarin intolerance, or
poor anticoagulant cantrol
on warfarin despite
therapeutic target (as per
Table X)

Heparin-induced .
thrombooytopenia

Refractory APS despite
adequate anticoagulation
{as per Table 2)

* W

E

CAPS W

Renal transplantation patients «
with APS

Obstatric APS W

Treatment with, of addition of, NDAC: direct
thrombin inhibitor dabigatran or direct anti-
factar ¥a inhibiters rivaroxaban, apixaban, or
eslaxaban

Treatment with fondaparinux or argatroban

Cansider starting statin therapy

Cansider adding rituximab therapy

Cansider adding glucocorticosteraids and
IVIG + plasma exchange

Heparin anticoagulation + glucocorticostenmids +
IVIiG andfor plasrma exchange reduces martality
Eculizumab reduces maortality

Girolimus decreases racurrant vascular lesions
and vascular proliferation

Eculizumab for treatment and presention of

thrombaotic microangiopathy in patients with
history of CAPS

Heparin (unfractionated of LMWH]) + low
dose aspirin (75-100 mg/day)

Patients on warfarin should be switched to
heparin (unfractionated aor LMWH) imimedi-
ately upon pregnancy confirmation to avaid
teratogenicity

Extended thromboprophylaxis (up to 6 weeks
after delivery) for high-risk patients
Indefinite anticoagulation for APS patients
with prior thrombotic events

CAPS = Catasirophic sntiphospholipld symdome; WIG - rasences  immursgbosaling
NOALC = now ol avbiroaguiant; other abbrewiations as in Table L
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