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* None




Good resources — check
platform

e https://thrombosiscanada.ca/clinicalguides/

* https://thrombosiscanada.ca/tools/

* https://transfusionontario.org/wp-
content/uploads/2020/06/ORBCON-EN-
BE Coagulation 02259.pdf



https://thrombosiscanada.ca/clinicalguides/
https://thrombosiscanada.ca/tools/
https://transfusionontario.org/wp-content/uploads/2020/06/ORBCON-EN-BE_Coagulation_02259.pdf

* Review the management of estrogen-
associated VTE

* Review the management of superficial
venous thrombosis

Objectives

* Describe the indications for thrombophilia
testing




Brief review



Risk factors for VTE




Virchow's
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Age as an independent risk factor
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*VTE occurs in 1/1000 of the population annually

*50-60% of symptomatic VTE occurs in patients who

are hospitalized or who have recently been in
hospital

*VTE is a common preventable cause of hospital
death (5-10% of hospital deaths)



Natural history of VTEs

Risk factors

B — \
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VTE Classification

1. Deep Vein Thrombosis (DVT)

2. Pulmonary Embolism (PE)



Deep Vein Thrombosis (DVT)

* Thrombus in one or more deep veins
* Occurs in the legs much more often than the arms

* Can also occur in other veins: abdominal, pelvic or cerebral veins, inferior

vena cava, etc.

© Society of
Interventional
Radiology
(2003)



Distal DVT vs Proximal DVT

External iliac vein

Common femoral vein

Deep femoral vein PrOXimal DVT
(popliteal vein and higher)

Femoral vein

Popliteal vein

Anterior tibial veins

Peroneal veins

Distal DVT <
(below the
popliteal vein)

Posterior tibial veins
http://venacure-

Plantar metatarsal vein evlt.com/endovenous-laser-vein-
treatment/procedure/venous-

anatomy/



http://venacure-evlt.com/endovenous-laser-vein-treatment/procedure/venous-anatomy/

Investigation of VTE

History — Pretest probability

Physical Exam _

Doppler ultrasound

CT pulmonary angiography




Pretest Probability: Wells Score

Wells Score for DVT Wells Score for PE

Previous VTE 1.5
Active Cancer (<6 months) 1
Bedridden > 3 days OR 15
Major Surgery < 4 weeks

Symptoms and signs of DVT 3
PE is Most Likely Diagnosis 3
Hemoptysis 1
HR > 100 1.5

Previous VTE 1
Active Cancer (<6 months) 1
Paresis OR Recent Plaster Cast 1
Bedridden > 3 days OR 1
Major Surgery < 4 weeks

Tender Along Deep Vein System 1
Whole Leg Swelling 1
Calf swelling >3 cm 1
Pitting Edema (in affected leg) 1
Collateral Veins 1
Alternate Diagnosis at Least as Likely | -2

0 = DVT unlikely (incidence 5%)

1 - 2 = moderate DVT risk (incidence 17%)

> 2 = DVT likely (incidence 17 - 53 %)

< 4 = PE unlikely (3% incidence)
> 4 = PE likely (28% incidence)

Don’t use in inpatients!




* Formed by the effect of plasmin on fibrin
= Increased in acute VTE
= Also increased after surgery, trauma, in cancer,
sepsis, inflammation, healthy elderly, pregnancy,
etc. FXIII FXllla
Cross-linked Fibrin

" Only useful when normal T I, 0,11,
* Normal D-dimer = helps rule out acute VTE Plasmin

D-dimer D-dimer

= Positive D-dimer = not diagnostic for VTE



Investigation of Suspected DVT

Doppler ultrasonography (DUS)
= Very accurate for proximal DVT
= Less accurate for pelvic and calf DVT

N Y . . Ny s AR
femoral  femoral | clotin
artery  vein femoral vein



Investigation of Suspected PE

CT pulmonary
angiogram (CTPA)

* Very accurate for PE

* Test of choice for most patients

* Requires IV contrast (kidneys)

* Radiation exposure = ~ 300-600 CXRs




Treatment principles

If high suspicion, treat ASAP unless compression
ultrasound is readily available

t; Treatment should have immediate anticoagulant effect

\/ Outpatient management is preferred

Q Consider patient’s bleeding risk




LMWH injections

Generally once da|Iy

warfarin (INR 2.0-3.0)

5-7 days | | “* APLAS, metallic valve..

= pregnancy, some VTE in cancer, high bleeding risk

@ Direct oral anticoagulant (DOAC)
- rivaroxaban, apixaban




Balance

e Provoked e Age
e Unprovoked e Concomitant meds
e Cancer e Hx of bleeding




Risk of recurrent thrombosis

First episode of o 0 .
unprovoked VTE 10% 30% (5-6%/year)
First VTE provoked by o o/ {20
non surgical risk factor >7 15% (3%/year)
First VTE provoked by 1% 3% (0.5%/year)
surgery
Cancer 15% i




s
* Does this patient need
anticoagulation?
* If so, how long?

* Which is the preferred
VTE agent?

e Additional considerations

Approach to







* 23 F nurse

* On Alesse (levonorgestrel and ethinyl
estradiol) x 1 year for contraception

Case 1 : Luiza EReXeliaalil
* No family hx of VTE

* Presents with a few weeks of SOBOE, found
to have bilateral PE.
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* Does she need anticoagulation? \

* If so, which agent?

. * How long should she receive
QU estions — anticoagulation?

|_u iza e Additional considerations
e What should we do about her OCP?

* Does she need another contraceptive
method?

* How do we manage a pregnancy ?




Estrogen and pregnancy

4-fold increased risk of VTE
* Risk depends on:

* Dose of estrogen

* The specific progestin

* Patient age

Combined
hormonal oral
contraceptives

(CHC) * Other risk factors (e.g. smoking, obesity,
family history of VTE)
Hormone * 4-fold increased risk of VTE

replacement ¢ Absolute risk higher than CHC because
therapy (HRT) population risk greater at older age

Pregnancy * 4-fold increased risk of VTE
Postpartum ¢ 8-fold increased risk of VTE



Estrogen and pregnancy
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Epidemiology of post partum VTE

Distribution of VTE in
pregnancy and puerperium

12 24 361 6 12
Ante-partum T Post-partum

Weeks e

Delivery

Number of VTES per week.

Jacobsen. Incidence and risk patterns of venous
thromboembolism in pregnancy and puerperium. Am |
Obstet Gynecol 2008.

_

Odds Ratio for Thrombotic Event

T T T T T T T
0-3 4-6 7-9 10-12  13-15 16-18 19-21 22-24
Weeks after Labor and Delivery

Jacobsen, A. F et al. Am. J. Obstet. Gynecol. 2008
Kamel, H. et al. N. Engl. J. Med. 2014
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» Although the American Society of

Hematology guidelines define the use of \
E St roge N estrogen-containing contraceptives as a minor
; transient risk factor, others consider estrogen-
dSSOC] ate d containing contraceptive related VTE to be
unprovoked.

VTE :

controversial

LI minor transient risk factor is, however,
definition Gobatable

* The duration of treatment in patients with a




Win thrombesi

Hormone Estrogen (mcg) (multiple numbers indicate "
preparations PR, multiphasic/extended formulations) EERSCTIVOnENS WS
Progestin only pills ROTMIEnCONG Sone 93.0% No increased risk
Drospirenone None
LNG IUD Levonorgestrel None 99.7% No increased risk
Implantt Etonogestrel None 99.9% No increased risk
Injectable ("Depo”) |Medroxyprogesterone |[None 96.0% OR 2.2 (1.3-4.0)'
: 6.5-fold (4.7-8.9) increased
Segesterone Ethinyl estradiol (13 mcg/day) risk compared to non
Vaginal ring 93.0% hormone users (mixed
Etonogestrel Ethinyl estradiol (15 mcg/day) data oompare:i to oral
preparations)
7.9-fold (3.5-17.7)
|
Levonorgestre Cthinyl estradiol (30 mcg/day) licriased fak comearad 1o
Transdermal patch¥l 93.0% non hormone users (mixed
Norelgestromin Ethinyl estradiol (30 mcg/day) data compate:i to oral
preparations)

s _ Similar/improved risk as
ilSaeherstion Dienogest Estradiol valerate (3,2,2,1 mg) 93.0% 2" generation
Progesterone COC

progesterone COC

LeVasseur et al, 2021.

Lowest
risk



Ethinyl estradiol (20, 10)

Ethinyl estradiol (20)

nd .
im:;'::::':: oc |tevonorgestrel Ethinyl estadiol (30) 93.0% OR 2.38 (2.18-2.59)**
Ethinyl estradiol (20, 25, 30,10)
Ethinyl estradiol (30, 10)
Ethinyl estradiol (10,10)
g Ethinyl estradiol (20)
orethindrone acetate Ethinyl estradiol (30)
Ethinyl estradiol (20,30,35) No data comparing 1st and
S , Norethisterone"’ - 2nd generation,
:mc;::;?ot:‘?coc Norethindrone Ethinyl estradiol (35) 93.0% recommend lowest dose
Ethynodiol diacetate Ethinyl estradiol (35)" of estrogen for lowest risk
Ethinyl estradiol (50) of VTE
Norgestrsl Ethinyl estradiol (30)
Ethinyl estradiol (50)"
Medroxyprogesterone" p
[Norgestimate Ethinyl estradiol (35) 93.0% OR 2.53(2.17-2.96)**
3" Generation Ethinyl estradiol (20,0,10) "
Progesterons COC Desogestre Ethinyl estadiol (30) 93.0% OR 3.64 (3.00-4.43)
Gestodene - OR 4.28 (3.66-5.01)**
W Canavation Ethinyl estradiol (20) Similar risk as 3"
Progesterone COC Dfospitenone Ethinyl estradiol (30) 93.0% generation progesterone
Estetrol (14.2 mg) coc

LeVasseur et al, 2021.

Highest
risk



Incidence of Major or Clinically Relevant Nonmajor Uterine Bleeds in
Randomized Controlled Trials of Direct Oral Anticoagulants[7,8]

Drug Incidence OR (vs warfarin)

Rivaroxaban 9.5% 21
Edoxaban 9.0% 1.26

Apixaban 5.4% 1.18
Dabigatran 5.9% 0.59

Anticoagulants

m ay | ncrease Proportion of Women Requiring Medical or Surgical Therapy for
Uterine Bleeding Within Six Months of Anticoagulant Initiation[9]

el e R
e LD
o RRRRHIMRRIR O

? =1 woman treated for HMB * =1 woman not treated for HMB

Samuelson Bannow BT, et al. 7Thromb Res. 2021;



Win thesmbasts & harmastas

Starting, Monitoring and Stopping
Anticoagulation in Menstruating People

When starting:

H ave d | Ask about:

History of heavy or abnormal bleeding
IOW in dex * History of iron deficiency

Check:

Of * (CBC & ferritin

.. Counsel on:

SUSpICIOﬂ * Anticoagulant options & risk of HMB
Signs and symptoms of HMB
Contraception




Did you know?
You do not have to stop oral contraceptives in therapeutically anticoagulated
patients. Anticoagulation prevents VTE and continuing OCPs may prevent HMB.[10]

Risk of VTE in Anticoagulated

Women on Hormonal Therapies[10
Piesl 101 < CHCs prevent
Hormonal VTE Risk ovulation and
Therapy (%/year) may reducg
hemorrhagic
None 4.7 cysts!
E g
— 3.7
containing

Progestin-only 3.8

Any therapy 3.7

Martinelli I., Blood. 2016



Follow up

At future visits

Ask about:

* (Changes in periods

*  Symptoms of anemia

Check:

* CBC & ferritin at least every 6 months

Discuss:

* Plan for stopping anticoagulation

* Possible need to transition from combined
contraceptives to progesterone-only options

When stopping

Discontinue:

* Estrogen therapies 1 month in advance

Offer:

* [Effective, estrogen-free contraception

Discuss:

* Planning for future pregnancies if desired,
including preconception counseling with
obstetrics or perinatology




Progestin-only Contraceptives for
Menstrual Management

Changes in VTE Risk with Addition of Progestin Only Contraceptives

Levonorgestrel IUS Subdermal Implant Progestin Pills Depot -
medroxyprogesterone

The levonorgestrel intrauterine system (LNG-IUS) is
associated with:

86% reduction in blood loss at 3 months

97% reduction at 12 months[14]

High rates (>20%) of amenorrhea

>99% effective for prevention of pregnancy[12]

thin, flexible rod
inserted under
the skin of the
upper arm.

The etonogestrel subdermal implant is g 1 . The implant is a

Nexplanon associated with:
* Amenorrheain 22%

Infrequent bleeding in 34%

Prolonged 9 (17.7%) or frequent (6.7%)
bleeding/spotting [15]

>99% effective for prevention of pregnancy




Additional Approaches to Menstrual
Management

Tranexamic acid is effective Fibrinolysis and Menstrual Bleeding
for the treatment of HMB J—

. Al
*  40% reduction in - Plasminogen

menstrual bloc?d Ioss. ( tPA | ——Antifibrinolytic
Improved quality of life . gy

o . A p
Contraindicated in the Plasmin 3!

. ™ tPA & fibrinolvsi
setting of acute fibrinolysis - L Lfibrinolysis

) d blood |
thrombosis in HMB and plooc o
Not studied in women on .

anticoagulation or with a

history of VTE L 5 Fibrinolysis ’ ‘

Holding or discontinuing anticoagulation early

* Increases the risk of recurrent VTE

* |s not proven to reduce menstrual blood loss
* Isnot recommended

Lukes A,. Jet al. Obstet Gynecol.



Management of Iron Deficiency in
HMB + Anticoagulation

Beware of
collateral damage

Iron deficiency effects up to
48% of reproductive age
women

Pregnancy and menstrual
bleeding are contributing
factors

Risk of iron deficiency increases
significantly with HMB

Iron deficiency is associated with:
Fatigue
Loss of concentration
Headaches
Easy bruising
Restless legs
Hair loss
Pica

Ferritin is the best measure of iron

stores. Serum iron levels vary with

many factors including recent food
intake and time of day.

Iron
deficiency Anemia
anemia

Iron
deficiency

Did you know?

Patients may be symptomatic from
iron deficiency without anemia.
Ferritin should always be checked in
addition to the CBC in menstruating

individuals.




* Does she need anticoagulation?
* Yes

* If so, which agent?
* DOAC, ?Eliquis for minimal menstrual bleeding

* How long should she receive

QU estions — anticoagulation?

e Minimum 3-6 months

Lulza

e Additional considerations
* What should we do about her OCP?

e Ok to continue but eventually needs another '
contraceptive method if AC stopped and DOAC
teratogenic

* How do we manage a pregnancy ? ,
e Antepartum and postpartum prophylaxis







Mr C

/1M
* PMHX : HTN, DLP

* Presents with pain at right medial
thigh

* Physical exam shows a tender

palpable cord from mid calf to mid
thigh




* Does he need anticoagulation?
: . i ?
Questions — :SO' l“”“'Chhagelgtr'] o
* How long should he receive anticoagulation:
Mr. C

e Additional considerations
e Should | send him for an ultrasound?




Review
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Superficial vein thrombosis

* Common condition
* incidence of 0.3 to 1.5 per 1000 person-years in older patients.

e SVT can occur in every vascular region, including the arm (often as a
result of trauma, blood sampling or intravenous injections, or
indwelling catheters), chest, or abdominal veins, but the most
common manifestation is in the superficial vein system of the lower

extremities.

Decousus H. et al, Annals of Internal Medicine, 2010



* |In the Prospective Observational Superficial
Thrombophlebitis (POST) The prevalence of
isolated SVT, concomitant DVT, and PE without

Does he DVT was 75.1%, 23.5%, and 1.1%, respectively.

N eed 3 * Importantly, 17.2% of patients presented with
concomitant DVT in the contralateral leg.

Doppler

ultrasound? in whom SVT affected the trunk of the greater
saphenous vein, extended close to the
saphenofemoral/popliteal junctions, or affected '

e DVT was significantly more common in patients

perforating veins concomitantly.

/
7

Decousus H. et al, Annals 8fIAternal Medicine, 2010




* |n patients with SVT who have a high risk of
thromboembolic complications, a bilateral
ultrasound may be considered.

e Patients with below the knee SVT restricted to a

varicose vein without additional VTE risk factors may
not require CUS assessment

* Furthermore, every patient with SVT should be

Man age ment assessed for symptoms and signs suggestive of PE,
because the superficial vein thrombus may have

progressed into the deep vein system.
* Patients with symptoms of PE should undergo objective

testing. '
* |f patients with SVT are diagnosed with concomitant
DVT and/or PE, the type, intensity, and duration of
anticoagulant therapy should be guided by the D\f

and/or PE.
4




FIGURE 1: APPROACH TO MANAGEMENT OF SVT

Suspected DVT

Compression ultrasound
to rule out DVT

Confirmed SVT
with DVT

Therapeutic anticoagulation
(see guide Deep Vein
Thrombosis Treatment)

* Prophylactic/intermediate dosing anticoagulation is reasonable for severe symptoms or with risk factors. If not treating or if using topical NSAIDs,
monitor for extension with serial U/S

DVT, deep vein thrombosis; NSAID, non-steroidal anti-inflammatory; LMWH, low molecular weight heparin

Confirmed
isolated SVT

<3 cm from
saphenofemoral or
saphenopopliteal
junctions

Therapeutic
anticoagulant (see
guide Deep Vein
Thrombaosis
Treatment)

>3 em from
saphenofemoral or
saphenopopliteal
junctions AND
>5 cm in length

Fondaparinux
LMWH
Rivaroxaban
(see Table 1 for
dosing)

>3 em from
saphenofemoral or
saphenopopliteal
junctions AND
<5 cm in length

Topical or system
NSAIDs*

2022 Thrombosis Canada



Management principles

1. Patients in whom a concomitant DVT/PE is identified should be managed with therapeutic
anticoagulation x 3 months

2. Isolated SVT which extends to within 3 cm of the SFJ or SPJ is associated with a high risk of
progression into the deep venous system. These patients should also receive therapeutic
anticoagulation for 3 months

3. Isolated SVT 25 cm in length located >3 cm from the SFJ should receive prophylactic doses of
fondaparinux or rivaroxaban or LMWH for 45 days.

|.  Patients can also receive topical (NSAIDs) and/or compression therapy for symptomatic relief in conjunction with
anticoagulation.

4. lsolated SVT <5 cm in length located >3 cm from the SFJ/SPJ can be treated with oral or topical
NSAIDs, compresses (warm or cool), and elevation for symptomatic relief. Compression stockings of
appropriate length and tension can be considered

1. In patients with isolated SVT <5 cm in length located >3 cm from the deep system with severe symptoms or risk factors
for extension (prior history of DVT/PE or SVT, cancer, pregnancy, hormonal therapy, recent surgery or trauma), treatment
with prophylactic fondaparinux, rivaroxaban (10 mg PO daily) LMWH for up to 45 days can be considered.

5. SVT associated with IV cannulation is not generally treated with anticoagulation. Supportive
measures such as warm compresses and topical NSAIDs can be considered for symptom relief.



Table 1: Treatment Options for SVT*

Drug Class Suggested dosing Duration of treatment
LMWH Dalteparin 5,000-10,000 units SC daily
Enuxaparlln 40-80 mg SC dallhj | 45 days
Nadroparin 2,850-5,700 units SC daily
Tinzaparin 4,500-10,000 units SC daily
Fondaparinux 2.5 mg SC daily 45 days
Rivaroxaban 10 mg PO daily 45 days
Oral NSAIDs Ibuprofen 400 mg PO TID 7-14 days
Naproxen 500 mg PO BID
Topical NSAIDs | Topical diclofenac [Voltaren Emugel®] apply 2 7-14 days
to 4 g to affected area 3 or 4 times daily

2022 Thrombosis Canada




 Superficial venous thrombosis do not need
to be treated every time.

* Consider Doppler ultrasound to r/o DVT.
e Duration of treatment is short and

Take home prophylactic doses are used.
POINTS * Criteria for treatment :
* Concomitant deep thrombus (DVT/PE)
* Size

* Proximity to SFJ/SPJ







s <\
31 M
* Hashimoto thyroiditis on Synthroid \
* Presents with left calf and thigh swelling

* Doppler US shoes DVT of popliteal vein,
common femoral vein and superficial
femoral veins.

* No preceding immobilization, fracture,
surgery.

* No family history of venous
thromboembolism




e Should we test Eli for inherited
thrombophilias?




Thrombophilia

testing

Do | need to test my patient with an
unprovoked VTE for genetic
thrombophilias?




I Genetic thrombophilias

Examples :

Antithrombin deficiency
Protein C deficiency
Protein S deficiency
Factor V Leiden
Prothrombin Gene
mutation

Examples :

Antiphospholipid antibodies
JAK 2 mutation

Heparin induced
thrombocytopenia
Paroxysmal nocturnal
hemoglobinuria



Common conditions lead to inaccurate testing for
inherited thrombophilias

Antithrombin activity

Protein C activity

Free protein S antigen

Factor V Leiden genotype

PGM genotype

DIC, liver disease, nephrotic syndrome, L-asparaginase, recent
thrombosis

DIC, liver disease, warfarin, recent thrombosis

DIC, liver disease, warfarin, pregnancy, estrogen tx, recent
thrombosis

Unaffected

Unaffected



Algorithm for Selecting Patients with a First Venous Thromboembolism

(VTE) for Thrombophilia Testing

First VTE

|

|

Provoked by strong triggers

Provoked by weak trigger
in a young patient with strong
family history and female family
members of childbearing age

|

Unprovoked

|

Y

|

Unusual site

| |

No role for testing

Determine role of testing

Determine role of testing

Cerebral veins Splanchnic veins

|

|

| |

Consider testing for FVL and
PTG, protein S, protein C,
antithrombin

Consider aPL testing in the case
of extensive DVT or PE

Consider aPL testing, especially
in the case of arterial
or recurrent events

Test for FVL, PTG, Test for inherited
protein S, protein C, || thrombophilias, aPL,
antithrombin, and aPL MPN, and PNH

|

If patient is young and has
a strong family history
or a female family member
of childbearing age, consider
testing for FVL, PTG, protein C,
protein S, and antithrombin

Consider
referral

The NEW ENGLAND
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GUIDELINE BRITN SURNAL OF WAEMATOLEGY

Thrombophilia testing: A British Society for Haematology
guideline

» Testing for heritable thrombophilic traits after a venous thrombotic event
is )not recommended as a routine to guide management decisions (Grade
2B).

* We do not recommend offering routine thrombophilia testing to first-
degree relatives of people with a history of VTE (Grade 2B).

* We suggest selective testing of asymptomatic first-degree relatives of
probands with protein C, protein S and antithrombin deficiency where
this may influence the management and life choices depending on personal
cir-cumstances (Grade 2B).

* Genetic testing for variants in genes (e.g., MTHFR, SERPINE1variants (PAI-
1plasma Ievel§ without a clinically significant link to thrombosis is not
recommended (Grade 2C).



* We do not recommend testing for heritable thrombo-philia in patients with
thrombosis if the only indication is thrombosis at an unusual site because
the association is weak, and management would not be changed by their
presence (Grade 2B).

* We recommend testing with MPN panel in patients with thrombosis at unusual
sites with full blood count ab-normalities suggestive of a myeloproliferative
neoplasm (Grade 1C).

* We su%gest genetic testing with JAK2 mutation in patients with splanchnic vein

thrombosis or CVST in the absence of clear provoking factors and a normal FBC
(Grade 2C).

 We recommend testing for antiphospholipid antibodies in patients with
thrombosis at unusual sites in the absence of clear provoking factors as the type

and duration of antico-agulation are affected by the presence of these antibodies
(Grade 1A).



I Why test for inherited disorders?




TOOLS

Algorithms

h bosi
Anticoagulant Dosing In Atrial Fibrillation
a n a a Anticoagulant Dosing In
Atrial Fibrillation
Age (years)

Perioperative Anticoagulant
Management Algorithm Weight (kg)

[ ] [ ]
rOI I l O I Ia Thrombophilia Testing Serum Creatinine (pmol/L)
Algorithm

[J Congestive Heart Failure History

Diagnosing and Ruling Qut

VIPIT/AVITT 0 Hypertension History
O O Acute Management
. O Diabetes Mellitus History
Algorithms
Atrial Fibrillation O Previous stroke or TIA

Bleed Management O History of macrovascular disease (coronary, aortic or peripheral)

Deep Vein Thrombosis
O patient has another indication for warfarin therapy (for example, mechanical heart valve,

Pulmonary Embolism LV thrombus, rheumatic valvular heart disease)

Checklists OJ Female Patient

DOAC Follow-up



I Acquired thrombophilias

WHEN TO TEST FOR MYELOPROLIFERATIVE
NEOPLASM

WHEN TO TEST FOR
ANTIPHOSPHOLIPID

ANTIBODIES (consider referral)

e unprovoked VTE e elevated platelets, hematocrit and/or
white count

e unexplained hepatosplenomegaly

anticoagulant thera
o 3 toimrgn e diseasFe)y(e SLE) e blood film abnormalities including
u u = teardrop cells, nucleated red blood cells,
e recurrent pregnancy loss and/or pancytopenia

e recurrent VTE despite adequate



 Judicious use of genetic thrombophilia testing =
Ca S e 3 . will it make a difference in the management?

* Consider referral for thrombophilia testing
evaluation

Ta ke h O m e * Unprovoked thrombosis

. * Unusual site
p O I n tS e Recurrent with/without anticoagulation
* Reproductive age



* Review the management of estrogen-
associated VTE

* Review the management of superficial
venous thrombosis

Objectives

* Describe the indications for thrombophilia
testing




Thank you
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