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o Showing results for thrombophilia screening in obstetric pregnancy. Y our search for trombophilia screening
in obstetnic pregnancy retrieved no results.
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Screening for thrombophilia in
high-risk situations: systematic review
and cost-effectiveness analysis.

The Thrombosis: Risk and Economic
Assessment of Thrombophilia

Screening (TREATS) study

O Wy, L Robertson, S Twaddle, GDO Lowe,
P Clark, M Greaves, |D Walker, P Langhorne,

| Branleal | Damam an AIA Crane

2006006 rlemeDiezittdree me , | n g i

U Yullskksie krubundias Hoti gbetadriy diyin ¢
durumundarutin tarama
Onaréntiybr.l. SaelcCyb@erdrda haiknakle a




Reviews

Fibrinolytic Defects and Recurrent
Miscarriage
A Systematic Review and Meta-Analysis

Alexandros Sotiriadis, MD, Antonis Makrigiannakis, MD, Theodor Stefos, MD,
Evangelos Paraskevaidis, Mp, and Sophia N. Kalantaridou, MD

CONCLUSION: Factor X1l deficiency is associated with
recurrent miscarriage. Data on the other factors either fail
to show association or are quite limited.

(Obstet Gynecol 2007;109:1146-55)
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Thrombophilia in pregn;ncy:
Whom to screen, when to treat

Despite extensive research on testing and prophylaxis,
a cautious approach is warranted

T hrombophilia has been widely inves-
tigated—and that may be one of the
main challenges in detecting and
managing it during pregnancy: Numerous
studies have yielded different estimates of the
incidence of various clotting disorders in
pregnancy—itself a hypercoagulable state—
and conflicting screening and prevention rec-
ommendations. The authors offer whatever
recommendations have emerged.

I Why thrombophilia matters

During, pregnancy, clotting factors I, VII,

pounded by thrombophilia—a broad spec-
trum of coagulation disorders that increase
the risk for venous and arterial thrombo-
sis—the hypercoagulable state of pregnan-
cy may increase the risk of thromboem-
bolism during pregnancy or postpartum.’
Pulmonary embolism is the leading
cause of maternal death in the United States.!
Concern about this lethal sequela has led to
numerous recommendations for screening
and subsequent prophylaxis and therapy.

Two types
Thrombophilias are inherited or acquired
(TABLE 1). The most common inherited dis-
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Review | Clin Med Res « 2010:2(1):18-22

Recurrent Pregnancy Loss and Thrombophilia

Maristella D' Uwa?, Pierpaolo Di Micco® <. Ida Strina®. Giuseppe De Placido?

Conclusions

Active surveillance of women referred to gynecological cen-
ters for RPL should be supported by thrombophilia screen-
ing. This approach may be helpful to fight this major health
problem that involves up to 5% of women of reproductive
age by an appropriate antithrombotic treatment. Inherited
and/or acquired thrombophilia has been diagnosed in 50%
to 65% of women with history of unexplained RPL and in
nearly 20% of women with RPL with age of more than 35
years [56].

+200010Q@rjemeDi@lval e me | t al

U Teerklbyanpebaalkykaynlarigde b e | |
tramocmibr:oatnbsilonerilheatds a ma s

K

y



Semin Thromb Hemost. 2011 Mar;37(2):-106-10. Epub 2011 Mar 2.

Thrombophilia and pre-eclampsia.
de Maat MP, de Groot CJ.
Department of Hematology, Erasmus University Medical Center, Rotterdam, The Netherlands. m.demaati@erasmuzsmec.nl

Abstract

Pre-eclampsia (P-EC) poses an increased risk for fetal and maternal morbidity and sometimes even mortality. Several risk factors have been identified,
among which an important extensively studied group is formed by the early recognizable genetic factors resulting in thrombophilia. The discussion is
ongoing whether the associations found for thrombophilia are true and clinically relevant. In this review, we address the association between P-EC and
thrombophilia, its concerns, and the necessity of screening after a pregnancy complicated by hypertension.
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Beprod Sci. 2010 Sep;17(9):844-5. Epub 2010 Jul 2.

Maternal and fetal thrombophilia in intrauterine growth restriction in the presence or absence of
maternal hypertensive disease.

Pileri P, Franchi F, Cetin |, Mando C, Antonazzo P, brahim B, Rossi F. Biguzzi E.

Department of Clinical Sciences_ Hospital Luigi Sacco, Depariment of Medicine and Medical Specialties, University of Milan, Milan, Italy.

Abstract

Intrauterine growth restriction {IUGR) depends on the placental capacity to transfer oxygen and nutrients from the matemnal to the fetal circulation.
Placental insufficiency may be caused by impairment of the matemal or fetal circulation by a thrombotic event, possibly associated with thrombophilic
disorders. The goals of our study were to define the role of maternalifetal gain-of-function factor V' Leiden and prothrombin G202104 mutations in the
development of IUGR and to evaluate whether maternal pregnancy-induced hypertensive diseases would modify any such association. This is a case-
control study: controls were 259 normal pregnancies, cases were 77 IUGR, 28 with and 49 without preeclampsia (PE) or pregnancy-induced
hypertension (PIH). An association was found between IUGR and fetal thrombophilia (OR 2.09 Cl 95% 1-4.5). The association was stronger in IUGR
without PE and PIH (OR 2.9 Cl 95% 1.3-6.6). This suggests a role for the fetal genotype in the development of IUGR.
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Am J Obstet Gynecol. 2009 Feb;200(2):151.21-9; discussion &1-5. Epub 2008 Dec 13,
Inherited thrombophilia and preeclampsia within a multicenter cohort: the Montreal Preeclampsia
Study.

Kahn SR, Platt R, McMNamara H, Rozen R, Chen MF, Genest J Jr, Gowlet L, Lydon J, Seguin L, Dassa C, Masse A, Asselin G, Benjamin A, Miner L, Ghanem A,
Kramer MS_

Department of Medicine, McGill University Faculty of Medicine, Monfreal, &G, Canada. susan. kahn@meogill.ca

Abstract
OBJECTIVE: We sought to evaluate the association between inherited thrombophilia and preeclampsia.

S5TUDY DESIGN: From a multicenter cohort of 5337 pregnant women, we prospectively identified 113 women who developed preeclampsia and
selected 443 control subjects who did not have preeclampsia or nonproteinuric gestational hypertension. Blood samples were tested for DMNA
polymorphisms affecting thrombophilia (factor W Leiden mutation, prothrombin G20210A mutation, methylenetetrahydrofolate reductase CSTTT
polymorphism}). homocysteine., and folate levels, and placentase underwent pathological evaluation.

RESULTS: Thrombophilia was present in 14% of patients and 21% of control subjects (adjusted logistic regression odds ratie, 0.6; 95% confidence
interval, 0.3-1.3). Placental underperfusion was present in 63% of patients vs 46% of contrel subjects (P <= .001) and was more frequent in women with
folate levels in the lowest quartile (P = .04), but was not associated with thrombophilia.

CONCLUSION: We did not find evidence to support an association beteween inherited thrombophilia and increased risk of preeclampsia. Placental
underperfusion is associated with preeclampsia. but this does not appear to be consequent to thrombophilia.
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Fetal Pediatr Pathol 2012 Sep 24. [Epub ahead of print]

Association between Pre-Eclampsia and Inherited Thrombophilias.

Deveer R, Engin-Ustun Y, Akbaba E, Halisdemir B, Cakar E, Danisman N, Mollamahmutoglu L, Yesilyurt A, Candemir £
Zekai Tahir Burak Women Health Research and Education Hospital , Ankara , Turkey.

Abstract

Objective: The aim was to determine whether inherited thrombophilia increases the risk of pre-eclampsia (PE) or interferes with
its clinical course. Material and Methods: We included 50 patients with severe PE and 50 healthy pregnant women. Patients
were evaluated for inherited thrombophilia. Results: Fourteen patients in the study group was factor 3 Leiden (FVL) carrier while
it was 12% in the control group. In women with PE, FVL and other inherited thrombophilic factors were not more prevalent than
in the controls. Conclusion: The present study failed to demonstrate an association between the inherited thrombophilias and
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Clinical guidelines for testing for heritable thrombophilia

Trevor Baglin,' Elaine Gray,” Mike Greaves,” Beverley J. Hunt,* David Keeling,” Sam Machin,® Ian Mackie,® Mike Makris,”
Tim Nokes,® David Pcrr].’,l R. C. Tait,? Isobel Walker® and Henry Watson'?

'Addenbrooke’s Hospital, Cambridge, ?NIBSC, South Mimms, 3Univer5ir}f of Aberdeen, Aberdeen, 4Gu}f'5 and St Thomas’, London,

First published online 28 January 2010
© 2010 Blackwell Publishing Ltd, British Journal of Haematology, 149, 209-220 doi:10.1111/.1365-2141.2009.08022 x
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" Mmt pregnant 't women with a prcwnus unpmvokcd venous
t mb@: (1 F]]Dr pregnancy or combined oral contracep-

e (COC)-related thrombosis (2C) will qualify for throm-
prh}’lﬂJ{li on clinical risk alone and so testing for heritable

hm ophilia is not ulréy r
rcg nt women m ious evellt dU? to a mdjor

pmmkmg factor, e.g. surgery or major trauma, would not

usually require prophylaxis or testing (2B).

C) tmrbt x@ncif witll a p@/imb cwint ditc to a minor

provoking factor, e.g. travel, should be tested and considered
for prophylaxis if a thrombophilia is found (2C).

¢ Inthe asymptomatic pregnant woman with a family history of
venous thrombosis, testing is not required if the clinical risks
alone are sufficient to result in thromboprophylaxis (2C).

e [t is suggested that asymptomatic pregnant women with a
ﬂnily histv ngnnusthmmbnsis be tested if an eventina

st-degree " relatife was unprovoked, or provoked by

Iprcglgcy,rfﬂ exposure or a minor risk factor (2C).
The result will be more informative if the first-degree
relative has a known thrombophilia.

) Gncn w1t|1 a hiitor}'@prcgnanh cc-rllpllca[mm $€cdkn

testing for heritable thrombophilia. Randomised controlled
trials with a no-treatment or placebo arm in women with a
history of pregnancy complications are in progress. If these

* Antithrombotic therapy should not be given to pregnant
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CLINICAL MANAGEMENT GUIDELINES FOR OBSTETRICIAN—GYNECOLOGISTS

NumBER 124, SEPTEMBER 2011 (Replaces Practice Bulletin Number 113, July 2010)

Inherited Thrombophilias in Pregnancy

Inherited thrombophilias are associated with an increased risk of venous thromboembolism and also have been linked
to adverse outcomes in pregnancy. However, there is limited evidence to guide screening for and management of these
conditions in pregnancy. The purpose of this document is to review common thrombophilias and their association with
maternal venous thromboembolism risk and adverse pregnancy outcomes, indications for screening to detect these
conditions, and management options in pregnancy.
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Clinical Considerations and
Recommendations
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evaluation?

e S-::Hning for thrombophilias is controversial. It is useful
only when results will affect management decisions, and
is not useful in situations where treatment is indicated
for other risk factors. Screening may be considered in
the following clinical settings:

* A personal history of venous thromboembolism

that was associated with a nonrecurrent risk factor
(eg. fractures, surgery. and prolonged immobiliza-
tion). The recurrence risk among untreated pregnant
women with such a history and a thrombophilia
was 16% (odds ratio, 6.5; 95% confidence interval,
0.8-56.3) (53).

kaatdalitronsbeafili (+) t r O @i farent b sibling) with o

history of high-risk thrombophilia or venous throm-
boembolism before age 50 years in the absence of
other risk factors in as much as affected women
should receive prophylaxis

In other situations. thrombophilia testing is not

routinely recommended. Testing for inherited throm-
bophilias in women who have experienced recurrent
fetal loss or placental abruption is not recommended.



ACox=a011

Inherited Thrombophilias and Adverse

Kaattalitronso@ili  t 1 | Pregnancy outcomes
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Intrauterine Growth Restriction
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A IUGR

A Ablasyopiasenia

Summary of
Recommendations

The following recommendations are based on lim-
ited or inconsistent scientific evidence (Level B)

[ 2 Postpartum warfarin, LMWH, and unfractionated

heparin anticoagulation may be used in women who
breastfeed.

Inherited thrombophilia testing in women who have
experienced recurrent fetal loss or placental abrup-
tion is not recommended because it is unclear
whether anticoagulation reduces recurrence.

There is insufficient evidence to recommend screen-
ing or treatment for thrombophilias in women with
previous IUGR or preeclampsia.

Because of the lack of association between MTHFR
and negative pregnancy outcomes, screening with
fasting homocysteine levels or MTHFR mutation
analyses is not recommended.
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Table 2. How to Test for Thrombophilias

Is Testing Is Testing Is Testing
Reliable Reliable Reliable
During During Acute With Anti-
Thrombophilia Testing Method Pregnancy? Thrombosis? coagulation?
Factor V Leiden Activated protein C resistance Yes Yes Mo
mutation assay (second generation)
If abnormal: DNA analysis Yes Yes Yes
Prothrombin gene DMNA analysis Yes Yes Yes
mutation G20270A
Protein C deficiency Protein C activity (<60%) Yes No No
Protein S deficiency Functional assay («<55%) MNo* MNo Mo
Antithrombin deficiency Antithrombin activity (<60%) Yes Mo Mo

*If screening in pregnancy is necey

than 2496, respectivey MTHFR, PAI-1, Protein Z, F-XII... énerilmiyor...
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Inherited Thrombophilias in Pregnancy

Inherited thrombophilias are associated with an increased risk of venowus thromboembolism and also have been linked
ro adverse outcormes in pregrancy. Ilowever, there is limired evidence to guide screening for and management of these
cerredit i v. TFre g rf tFris eder rif Ex e revi Cerrrirricors Fr

marernal venouws thromboembolism risk arnd adverse pregrnancy ourcontes.
conditions. and management oprions in pregrancy.
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Table 1. Risk of Venous Thromboembolism With Different Thrombophilias

Frilicey corsed (Freir associcatior: with
indicarions for screerning 1o detect rhese

VTE Risk
per Pregnancy
(Previous VTE) Percentage of
(%) All VTE References

in General

Population
(%)

(No History)
(%)

1-15
<1
2-5
<1

0.01

<0.3

Factor V Leiden heterozygote

10 40 1-4
17 2 1-4
>10 17 1-4
>17 0.5 1-4
=20 1-3 1-4

Factor V Leiden homozygote
Prothrombin gene heterozygote
Prothrombin gene homozygote

Factor V Leiden/prothrombin
double heterozygote

Antithrombin Il activity (<60%)
Protein C activity (<50%)

Protein S free antigen (<55%)

0.02
0.2-0.4
0.03-0.13

40 1 1,5,6
4-17 14 1,5,7
0-22 3 1,8-10

Abbreviation: VTE, venous thromboembolism.
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Jovrnal of Thrombosis and Haemostasis, 4: 2953006

SPECIAL ARTICLE

International consensus statement on an update of the
classification criteria for definite antiphospholipid syndrome
(APS)

S. MIYAKIS,* M. D. LOCKSHIN,+ T. ATSUMI,T D. W . BRANCH,S R. L. BREY .9 R. CERVERA,6 * *
R. H. W. M. DERKSEN,+% P. G. DE GROOT,.++% T. KOIKE, P. L. MERONI,1f G. REBER,SS
Y. SHOENFELD, 9 A. TINCANI,*** P. G. VLACHOYIANNOPOULOSF ¥+ andS. A. KRILIS™

51 ork, NY,

US| Table 2 Revized classification criteria for the antiphospholipid syndrome S?'ence

Ce ologico
S/ Aviv

‘Za Antiphospholipid antibody syndrome {APS) 1s present if at least one of the clinical criteria and one of the laboratory criteria that follow are met*
L - . .
Clinical criteria

1. Vascular thrombosis’
One or more clinical episodes® of arterial, venous, or small vessel thrombosis®, in any tissue or organ. Thrombosis must be confirmed by objective
validated criteria (i.e. unequivocal findings of appropriate imaging studies or histopathology). For histopathologic confirmation, thrombosis should
be present without significant evidence of inflammation in the vessel wall.
2. Pregnancy morbidity

(a) One or more unexplained deaths of a morphologically normal fetus at or beyond the 10th week of gestation, with normal fetal morphology
documented by ultrasound or by direct examination of the fetus, or

(b) One or more premature births of a morphologically normal neonate before the 34th week of gestation because of: (i) eclampsia or severe pre-
eclampsia defined according to standard definitions [11], or (i) recognized features of placental insufficiency”, or

() Three or more unexplained consecutive spontaneous abortions before the 10th week of gestation, with matemal anatomic or hormonal
abnormalities and paternal and maternal chromosomal causes excluded.
In studies of populations of patients who have more than one type of pregnancy morbidity, investigators are strongly encouraged to stratify groups
of subjects according to a, b, or ¢ above.
Laboratory criteria**
I. Lupus anticoagulant { LA) present i plasma, on two or more occasions at least 12 weeks apart, detected according to the guidelines of the
International Society on Thrombosis and Haemostasis (Scientific Subcommittee on LAs/phospholipid-dependent antibodies) [82,83].
2. Anticardiolipin (aCL) antibody of 1gG and/or [gM 1sotype in serum or plasma, present in medium or high titer (1.e. = 40 GPL or MPL, or = the
99th percentile), on two or more occasions, at least 12 weeks apart, measured by a standardized ELISA [100,129,130].
3. Anti-Ba glycoprotein-1 antibody of 1gG and /or 1gM isotype in serum or plasma (in titer = the 99th percentile), present on two or more occasions,
at least 12 weeks apart, measured by a standardized ELISA, according to recommended procedures [112].

*Classification of APS should be avoided if less than 12 weeks or more than 5 years separate the positive aPL test and the clinical manifestation.
"Coexisting inherited or acquired factors for thrombaosis are not reasons for excluding patients from APS trials. However, two subgroups of APS
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NUMBER 118, JANUARY 2011 Replaces Practice Bulletin Number 68, November 2005

Antiphospholipid Syndrome

Antiphospholipid syndrome (APS) is an autoimmiune disorder defined by the presence of characteristic clinical fea-
tures and specified levels of circulating antiphospholipid antibodies (Box 1 and Box 2). Diagnosis requires that at least
one clinical and one laboratory criterion are met. Because approximately 70% of individuals with APS are female
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A V.I.-E . . / indications for antiphospholipid antibody testing include
(E) / éyldu ) a history of one fetal loss or three or more recurrent
embryonic or fetal losses. Despite preterm severe pre-

A Fem It kalb > 1a Iﬁ y eclampsia and early onset placental insufficiency being

listed as clinical criteria for diagnosis of APS, available
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disorders for antiphospholipid antibodies. Studies in this

area have been small with poorly characterized obstetric

details.
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Summary of

Conclusions . VTE €) / Qykiiyxzabs)

The following recommendations are based on lim- .
ited or inconsistent scientific evidence (Level B): Obmrik am mgn
P Obstetric indications for antiphospholipid antibody

testing should be limited to a history of one fetal
loss or three or more recurrent embryonic or fetal

A Fetallk f
P Testing for antiphospholipid antibodies should be aw g/> |1% >

performed in women with a prior unexplained
venous thromboembolism, a new venous thrombo-
embolism during pregnancy, or in those with a his-

tory of venous thromboembolism but not tested
prviously >3 s<10h
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TABLE 3

Incidence of thrombophilias
in women with intrauterine growth restriction

FACTOR V LEIDEN (%) PROTHROMBIN GENE MUTATION (%)
STUDY IUGR CONTROLS IUGR CONTROLS
Kupferminc et al® 5/44 (11.4) 7/110 (6.4) 5/44 (11.4) 3/110 (2.7)
Infante-Rivard et al® 22/488 (4.5) 18/470 (3.8) 12/488 (2.5) 11/470 (2.3)
Verspyck et al* 4/97 (4.1) 1/97 (1) 3/97 (3.1) 1/97 (1)
McCowan et al®? 4/145 (2.8) 11/290 (3.8) 4/145 (2.8) 9/290 (3.1)
Dizon-Townson et al*® 6/134 (4.5) 233/4,753 (4.9) NR NR
Kupferminc*** 9/26 (35) 2/52 (3.8) 4/26 (15.4) 2/52 (3.8)

* «5th percentile

* Mid-trimester severe intrauterine growth restriction

IUGR = intrauterine growth restriction, NR = not recorded
SOURCE: Adapted from Clin Obstet Gynecol. 2006;49:850-860

OBG MANAGEMENT ¢+ Janwary 2007
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TABLE 4

STUDY
Grandone et al®

Ridker et al*

Sarig et al*®

* Excluded chromosomal abnormalities, infections, anatomic alterations, and endocrine dysfunction

Incidence of factor V Leiden mutation
in women with recurrent pregnancy loss

PATIENT PATIENTS A CONTROLS| ODDS | 95% CONFIDENCE
SELECTION (%) (%) RATIO INTERVAL
>2 unexplained  7/43 (16.3) 5/118 (4.2) 4.4 1.3-14.7

fetal losses, other
causes excluded

Recurrent, spon- 9/113 (8) |16/437 (3.7) 23 1.0-5.2
taneous abortion,

other causes not
excluded

>3 first- or 96/145 (66) 41/145 (28) 5.0 3.0-8.5
second-trimester
losses or =1
intrauterine fetal
demise, other
causes excluded*

OBG MANAGEMENT ¢+ Janwary 2007
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Live births in women with APA and a history of fetal loss
NO. OF LIVE BIRTHS (%)

STUDY TREATMENT CONTROL TREATED WOMEN | CONTROL GROUP
Cowchock et al* Aspirin/heparin  Aspirin/prednisone 9/12 (75) 6/8 (75)
Laskin et al® Aspirin/prednisone Placebo 25/42 (60) 24/46 (52)
Kutteh*! Aspirin/heparin Aspirin only 20/25 (80) 11/25 (44)
Rai et al*® Aspirin/heparin Aspirin only 32/45 (71) 19/45 (42)
Silver et al® Aspirin/prednisone Aspirin only 12/12 (100) 22/22 (100)
Pattison et al* Aspirin Placebo 16/20 (80) 17/20 (85)
Farquharson et al* Aspirin/LMWH Aspirin only 40/51 (78) 34/47 (72)
LMWH = low-molecular-weight heparin

OBG MANAGEMENT ¢+ Janwary 2007
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able 4. Recommended Thromboprophylaxis for Pregnancies Complicated by Inherited Thrombophilias*

ACOx>2011

Clinical Scenario

Antepartum Management

Postpartum Management

Low-risk thrombophilia® without previous VTE

Low-risk thrombophilia® with a single previous
episode of VTE—Not receiving long-term
anticoagulation

High-risk thrombophilia® without previous VTE

High-risk thrombophilia® with a single previous
episode of VTE—Mat receiving long-term
anticoagulation

Mo thrombophilia with previous single episode
of VTE associated with transient risk factor that
is no longer present—Excludes pregnancy- or
estrogen-related risk factor

Mo thrombophilia with previous single episode
of VTE associated with transient risk factor that
was pregnancy or estrogen related

Mo thrombophilia with previous single episode
of VTE without an associated risk factor
(idiopathic)—Not receiving long-term
anticoagulation

Thrombophilia or no thrombophilia with two
or more episodes of VTE—Mot receiving
long-term anticoagulation

Thrombophilia or no thrombophilia with two
or more episodes of VTE—Receiving long-term
anticoagulation

Surveillance without anticoagulation or
prophylactic IMWH or UFH

Prophylactic or intermediate-dose LMWH/UFH
or surveillance without anticoagulation

Prophylactic LMWH or UFH

Prophylactic, intermediate-dose, or adjusted-
dose LMWH/UFH regimen

Surveillance without anticoagulation

Surveillance without anticoagulation or
prophylactic or intermediate-dose LMWH/UFH

Prophylactic LMWH/UFH or intermediate-dose
LMWH/UFH or surveillance without
anticoagulation

Prophylactic, intermediate-dose, or adjusted-
dose LMWH or prophylactic, intermediate-dose
or adjusted-dose UFH

Adjusted-dose LMWH/UFH

Surveillance without anticoagulation or post-
partum anticoagulation if the patient has
additional risks factors®

Postpartum anticoagulation or intermediate-
dose LMWH/UFH

Postpartum anticoagulation

Pastpartum anticoaqulation or intermediate or
adjusted-dose LMWH/UFH for 6 weeks (therapy
level should be at least as high as antepartum
treatment)

Postpartum anticoagulation

Postpartum anticoagulation or intermediate-
dose LMWH/UFH

Postpartum anticoagulation or intermediate-
dose LMWH/UFH

Postpartum anticoagulation or intermediate- or
adjusted-dose LMWH/UFH for 6 weeks

Resumption of long-term anticoagulation

Abbreviations: LMWH, low molecular weight heparin; UFH, uniractionated heparin; VTE, venous thromboembalism.
*Postpartum freatment levels should be greater or equal to antepartum treatment. Treatment of acute VTE and management of antiphospholipid syndrome are

addressed in other Practice Bulletins.

Lowrisk thrombophilia: factor V Leiden heterozygous; prothrombin G202104 heterozygous; protein C or protein § deficency.
*First-degree relative with a history of a thrombotic episode before age 50 years, or other major thrombotic risk factors (eg, obesity, prolonged immobility).
5High-risk thrombophilia: antithrombin deficiency; double heterozygous for prothrombin G2027104 mutation and factor V Leiden; factor V Leiden homaozygous or

prothrombin G20.2704 mutation homozygous.



» What postpartum contraceptive options are
appropriate for women with thrombophilias?

The risk of venous thromboembolism among women
using estrogen-containing oral contraceptives increases
35-99-fold and 16-fold among women heterozygous for
factor V Leiden and prothrombin G20210A mutations,
respectively (62). The annual risk of venous thromboem-
bolism 1s 5.7 per 10,000 among factor V Leiden carriers,
compared with 28.5 per 10,000 among factor V Leiden
heterozygous women using estrogen-containing contra-
ceptives (relative risk of 34.7) (63). Therefore, alternative
methods, such as intrauterine devices (including those
containing progestin), progestin-only pills or implants,
and barrier methods, should be considered. However,
screening all women for thrombophilias before initiating
combination contraception is not recommended (64—66).

ACOG, 2011
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Trombeofili ve Cadlékinmashities

Thrombophilia In pregnancy:- QB_(}
Whom to screen, when to treat||
Despite extensive research on testing and prophylaxis, || Professr "
a cautious approach is warranted i Cynecology

University of Cincinnati
TABLE 2 Cininnet, Oho

Prevalence of thrombophilias in women | joo)som e

with normal pregnancy outcomes iy
THROMBORPHILIA PREVALENCE (%) z::::zzeua,m
Factor V Leiden mutation 2-10 %ﬁﬁt:ﬂfg&mﬂcww
MTHFR mutation 8-16 Croma O
Prothrombin gene mutation 2—6
Protein C and S deficiencies 0.2-1.0*
Anticardiolipin antibodies 1-7
* Combined rate OBG MANAGEMENT + January 2007

MTHFR = methylenetetrahydrofolate reductase |
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Hemostatic and Fibrinolytic Pathways
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