CASE REPORTS
Successful Pregnancy Outcome in Antiphospholipid
Antibody Syndrome with Several Comorbidities
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Summary:
The presence of antiphospholipid antibody (aPL) has been
clearly shown to have an adverse effect on pregnancy
outcome. These effects may be apparent in the first trimester,
presenting as recurrent pregnancy loss, or may be associated
with the later development of pre-eclampsia (PE), IUGR,
placental abruption, pre-term delivery, and intrauterine
death. Antiphospholipid antibodies accounts for 3-5% of
patients with second trimester repetitive pregnancy losses.
The frequency of foetal death & recurrent abortion in
untreated patient is greater than 90%.We will discuss here
a 26 years old pregnant lady who was diagnosed 06 months
prior to this pregnancy during pre conceptional counseling
as antiphospholipid syndrome (APLS), autoimmune
hypothyroidism and hypertension. She was on aspirin,

Introduction:
Antiphospholipid syndrome or antiphospholipid
antibody syndrome(APS or APLS),often also Hughes
syndrome ,is an autoimmune hypercoagulable state
caused by antibody against cell membrane phospholipid
that provokes blood clots in both arteries and veins as
well as pregnancy related complications. The disease
is characterise by recurrent venous or arterial
thrombosis, recurrent foetal loss, thrombocytopenia
and presence of antibody to antiphospholipid such as
anticardiolipin antibody. The antiphospholipid antibody
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heparin & thyroxine and ovulation inducing drugs before
conception. After conception she was on close monitoring
by the Obstetrician and Medicine specialist and ultimately
on 36th week pregnancy was terminated by LSCS & a female
baby was delivered. However, although the live birth rate is
increased sevenfold, it should be acknowledged that these
births are associated with an increased rate of prematurity
and possible neonatal complications. The increased
incidence of pregnancy-related complications necessitates
the need for careful antenatal surveillance, and for delivery
to be conducted in a unit with facilities for operative delivery
and neonatal intensive care.
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syndrome may be primary or secondary. For all the
patients with APS Female: male=2:1 .Among patients
with SLE the prevalence of APLS is much higher.HLADR7 is the risk factor for Primary APS and HLA-B8,HLADR2,HLA-DR3 for secondary APS.SLE or other
autoimmune disorders and races like Blacks, Hispanics,
Asians and Native Americans are at risk of developing
secondary APS. Obstetrics manifestations of APS
includes recurrent foetal loss, IUGR, pre eclampsia,
postpartum symdrome. Other systemic manifestations
includes-Neurologic (CVD, TIA, severe migraine,
ischemic encephalopathy, seizers, peripheral
neuropathy), Cardiovascular (MI, mitral or aortic
valvular lesion, pseudo infective endocarditis),
Dermatologic (livedo reticularis, leg ulcer, necrotizing
purpura, widespread cutaneous necrosis), Haematologic
(thrombocytopenia, leukopenia, Cooms’ positive
haemolytic anaemia) and others such as avascular
necrosis, non thrombo embolic pulmonary HTN etc.
Case Report:
Mrs. Reshma 26 years, para:2-2,housewife of lower
middle class family admitted in Combined Military
Hospital (CMH) Dhaka on 19th March 2012 at her 22
weeks pregnancy. She was married for 11 years &
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conceived after 4 years of marriage in 2005.Her
pregnancy was terminated by C/S at 36 weeks gestation
due to severe PE& oligohydramnios , baby died 05
days after birth due to IUGR related complications.
Second pregnancy in 2008 was also complicated by
severe PE & baby was born vaginally at 28 weeks died
immediately after birth due to severe birth asphyxia &
low birth weight (LBW). After that she reported to
GOPD with complaints of progressive weight gain, cold
intolerance and irregular menstruation for 02 years. At
that time she was thoroughly investigated & diagnosed
as a case of Primary APS, autoimmune hypothyroidism
& HTN.
With above diagnosis she was treated accordingly with
joint consultation of Obstetrician & Medicine specialist.
She was advised levo-thyroxine, aspirin, folic acid and
ovulation inducing drug. With these advice after 02
month she conceived and report to hospital immediately
after conception. At 06 weeks of gestation she reported
to OPD and Inj Heparin (5000 unit S/C 8 hourly) and
alpha methyldopa was added. She was under regular
follow up of Obstetric & Gynae and Medicine OPD.
At 19 weeks of gestation she was admitted with severe
epigastric pain and vomiting. She was nursed in ICU,
examined and investigated & diagnosed to be a case of
acute pancreatitis due to dyslipidaemia and
hyperglycaemia . Patient was discharged from hospital
with inj heparin, diet control for diabetes and follow up
investigation of lipid profile & GTT after 2 weeks.
At 22 weeks she again got admitted with same complaints
& treated conservatively as a case of
acute
pancreatitis. S. Triglyceride as 1226 mg/dl.
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In ICU she was under close supervision of Intensivist,
rheumatologist, gastroenterologist, Obstetrician. She
remained admitted upto 34 weeks of gestation in hospital
under close monitoring of Medicine specialist and
regular follow up by obstetrician. Pregnancy was
terminated by LSCS at 36 weeks of gestation. Before
hand anticoagulant & aspirin was stopped and inj
Dexamethasone was given 03 days prior to LSCS.
A female baby of 2.8 kg weight was delivered who had
respiratory distress at birth, later on upper GI bleeding
which was managed with Fresh Frozen Plasma
transfusion & vit K. Subsequently the baby diagnosed
as a case of congenital hypothyroidism.
Immediately after delivery Inj LMWH (Enoxaperin)
followed by tab Warfarin was started accordingly.
Patient was dischared on 16th postoperative day on tab
aspirin, tab thyroxine, tab fenofibrate, tab atorvastatin,
tab calcium & folic acid with advice for regular follow
up in OPD. On post natal check up after 06 weeks mother
& baby was found alright and barrier contraceptive was
advised. She was given assurance to be pregnant again
after 2-3 years.
Discussion:
The persistent presence of medium to high levels of IgG
and/or IgM class anticardiolipin antibodies (aCL) and/
or the lupus anticoagulant (LAC) in plasma is associated
with both “recurrent pregnancy loss” and venous and
arterial thrombosis. This clinicoserological entity, when
diagnosed in patients with underlying autoimmune
disease (usually Systemic Lupus Erythematosus, or
SLE), APS is termed secondary antiphospholipid
syndrome (APS).1 APS also occurs in otherwise healthy
people led to the term primary antiphospholipid
syndrome.2
Clinical studies indicate that aPL are related to both
early pregnancy losses and fetal demise in advanced
pregnancy. Placental thrombosis and infarction are
common findings in aPL related intrauterine fetal
deaths.3 Apart from being risk factors for fetal demise,
aPL associate with high frequencies of pre-eclampsia,
intrauterine growth restriction, fetal distress, and
premature delivery.4

Fig.-1: Blood sample of the patient.
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The presence of more than one class of
antiphospholipid antibodies increases thrombotic risk
5. Patients who are test positive for all three of the major
assays - positive LAC, elevated anticardiolipin
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antibodies and elevated anti- 2GPI antibodies (referred
to as “triple positivity”), are at markedly increased risk
for thrombosis and for pregnancy complications 6.
About 10-15% of women with recurrent miscarriage are
diagnosed with antiphospholipid syndrome 7. Fetal loss
(>10 weeks of gestation) is more strongly associated
with aPL than are earlier pregnancy losses. Lupus
anticoagulant has been strongly associated with
recurrent miscarriage before the 24th week of gestation 8
Current APS criteria include early delivery,
oligohydramnios, neonatal complications such as
prematurity-estimated at 30-60% and more common in
SLE patients, intrauterine growth restriction (IUGR), fetal
distress and rarely fetal or neonatal thrombosis 9,
associated maternal obstetric complications like preeclampsia or eclampsia and HELLP syndrome, arterial
or venous thrombosis and other aPL-related
complications like placental insufficiency 10. The
association between antiphospholipid antibodies and
the risk of premature birth due to eclampsia or
preeclampsia and intrauterine growth restriction remains
controversial; studies contributing data to this area tend
to be small, retrospective, and have conflicting results 11.
A randomized controlled study of prednisone and
aspirin as compared with heparin and aspirin showed
low-dose subcutaneous heparin with low-dose aspirin
to be equally efficacious with less morbidity12. A 2005
Cochrane systematic review concluded that women with
recurrent miscarriage and antiphospholipid syndrome
should be given a combination of heparin 5000 IU
subcutaneously twice daily and low-dose aspirin13.
Evidence-Based Clinical Practice Guidelines of American
College of Chest Physicians14 suggest that women with
antiphospholipid antibodies and a history of 2 or more
early pregnancy losses or 1 or more late pregnancy losses
who have no prior history of thrombosis receive
treatment with combination aspirin and heparin
(unfractionated or lowmolecular-weight) during
pregnancy. Aspirin (81 mg/d) should be started with
attempted conception; most investigators recommend,
in fact, preconceptional aspirin because of its possible
beneficial effect on early stages of implantation15.
Most of these possible future therapies (clopidogrel,
rivaroxaban, statins, rituximab, and other new
anticoagulantdrugs) are for non-pregnant patients. The
only new drugs for APS that pregnant women can use
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are dipyridamole and hydroxychloroquine.
Observational studies have suggested an
antithrombotic effect of hydroxychloroquine in patients
with antiphospholipid antibodies, most of whom have
systemic lupus erythematosus 16.
Conclusion:
APS is an uncommon disease with diverse clinical
manifestations. A high clinical suspicion is required to
diagnose it. With treatment and close monitoring the
prognosis improves dramatically. Successful pregnancy
outcome in a patient with APS require a multidisciplinary
approach.
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