
Managing patients who are taking Vitamin K Antagonists (VKA)
or antiplatelet agents (APA) is a common problem before per-
forming digestive endoscopy. Although risks concerning bleed-
ing are the remit of both the gastroenterologist and anaesthetist,
the potential risk of interruption of antithrombotic treatment for
the patient should not be underestimated. Faced with the wide
variety of situations, it is difficult to lay down rules which cover
all circumstances and there are few reference guidelines [1 –3].
Ideally, changes of treatment ought to be made in consultation
with the doctor who initially prescribed the treatment with esti-
mation of the risk/benefit ratio bearing in mind alterations to the
antithrombotic treatment. This has to be tailored to individual
patients on a case-by-case basis.This ideal situation is rare. Often
the patient cannot remember the reference physician or the lat-
ter cannot be contacted. Other factors rendering such strategies
difficult and complex include differences of opinion or lack of
knowledge about the respective risks of stopping antithrombotic
treatment or of not performing the endoscopy, lack of data in the
literature, etc. However, in practice there are some data on which
to base a decision. Three factors should be taken into account:
the risk of haemorrhage from the procedure, the antithrombotic
treatment used and the risk of thromboembolism when the
treatment is withdrawn. In an attempt to reach the broadest pos-
sible consensus, the French Society of Digestive Endoscopy
(SFED), the Study Group on Haemostasis and Thrombosis
(GEHT) of the French Society of Haematology, the French Society
of Cardiology (SFC) and the French Society of Anaesthesiology
and Intensive Care Medicine (SFAR) have joined forces and put
forward these recommendations. Of course, they are still only

temporary guidelines and are likely to change over time as scien-
tific knowledge accrues.

I Which Procedures Involve the Risk of Haemorrhage?

There are few data in the literature about the risk of haemor-
rhage from procedures on patients taking antithrombotics. One
may consider that antithrombotic treatment, which prolongs
bleeding, increases the usual risk of haemorrhage by rendering
symptomatic any bleeding that would have gone unnoticed in a
patient with normal coagulation. However, antithrombotic treat-
ment itself does not trigger bleeding. Therefore, when the risk of
haemorrhage from a procedure is very low, antithrombotic treat-
ment has little impact. In the absence of available data, three fac-
tors come into play when assessing the risk of a procedure on pa-
tients undergoing antithrombotic treatment:
– When the risk of spontaneous haemorrhage from a procedure

is already high (> 1 %), antithrombotic treatment is likely to
increase it. The risk of haemorrhage from a sphincterotomy is
thus multiplied by 7.8 on VKA [4].

– When there is a risk of bleeding which cannot be accessed by
endoscopic haemostasis (endoscopic ultrasound fine-needle
aspiration (EUS-FNA) …), the frequency and in particular the
severity of the risk of haemorrhage may be increased.

– When there is a high risk of perforation, antithrombotic ther-
apy may complicate the treatment.
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So, two groups can be identified:

A Low-risk Procedures: Exceptional Bleeding with Possible
Control by Endoscopy

1. oral gastroscopy,
2. rectosigmoidoscopy
3. colonoscopy without polypectomy,

In the special case of colonoscopy, one rarely knows before
the procedure if a polyp resection will be necessary. Moreover,
the risk of perforation from the examination can make it more
risky to continue with antithrombotic therapy in cases of
emergency surgery. More often than not these two factors
place colonoscopy in the category of at-risk procedures, in
order to remain prudent.

5. diagnostic endoscopic retrograde cholangiopancreatography
(ERCP), ERCP with dilatation of ampulla or bile duct [5], ERCP
with stent insertion without sphincterotomy

6. enteroscopy,
7. during these exploratory procedures, carrying out biopsies,

whether with standard or paediatric forceps, does not increase
the risk significantly [6].

B High-risk Procedures
High risk of bleeding (> or equal to 1 %) with possibility of en-
doscopic control of haemorrhage:
1. Tissue resection (not by a biopsy):

colonic polypectomy (1 – 2.5 %) [7], gastric macrobiopsy
with loop polypectomy and gastric polypectomy (4 %) [8],
mucosectomy (up to 22 %) [9], ampullectomy (8 %) [10]…

2. endoscopic sphincterotomy (2.5 – 5 %) [4,11]
3. laser photodestruction and photocoagulation (up to 6 %) [12]
4. endoscopic treatment of oesophageal or gastric varices (up to

6 %) [13,14]
5. haemostatic procedures on vascular lesions (up to 5 %) [15]

Low risk of bleeding (< 1%) but without the possibility of en-
doscopic control:
1. EUS-FNA [16],
2. percutaneous gastrostomy [17],
3. treatment of digestive stenosis by dilatation (pneumatic or

balloons) or by insertion of metal stent without dilatation
[18,19]

4. nasal gastroscopy (risk of epistaxis) [20]

II What is the Risk of Haemorrhage from Antithrombotic
Therapy?

A Antiplatelet Agents (APA)
They inhibit platelet function (particularly activation and aggre-
gation)

Aspirin and non-steroidal anti-inflammatory drugs (NSAIDs)
Aspirin and most NSAIDs restrict platelet aggregation. Aspirin
brings about irreversible inhibition of cyclo-oxygenase. The do-
ses normally used vary from 75 to 325 mg/d (1 –2 mg/kg in prac-
tice) [21]. Disturbed primary haemostasis is only fully corrected
when all the platelets have been renewed, that is after 7 to 10
days. However, a figure of 50 G/l of functional platelets is regard-
ed as sufficient for a normal haemostatic effect [22]. About 10 %

of the platelet pool is renewed per day [21]. So, according to the
basic platelet count, stopping the treatment for 3 to 5 days is
usually sufficient for the patient to recover normal haemostatic
function. NSAIDs also inhibit cyclo-oxygenase but this is reversi-
ble. The duration of effect is temporary and directly dependent
on the medication’s half-life. Only flurbiprofen (CEBUTID �) has
a marketing licence as an antiplatelet agent. It has proved to be
effective in reducing the risk of rethrombosis after successful
coronary repermeabilisation following myocardial infarction
[23].

The results published to date, although few, suggest that aspirin
and NSAIDs, at standard doses, do not significantly increase the
risk of bleeding after an endoscopy with biopsies [6,24], after a
snare colonic polypectomy [24– 26] and after a biliary sphincter-
otomy [11, 27]. In the case of snare colonic polypectomy, the use
of an endoloop is still recommended as soon as the insertion
pedicule is more than a centimetre. There are no available data
on polyp resection on aspirin using the mucosectomy method.
There are also insufficient data on the other high-risk proce-
dures.

There have been few studies on the risk of perioperative haemor-
rhage during digestive surgery. In the case of NSAIDs, no studies
have shown an increase in the number of transfused patients
[28], particularly when they were prescribed as analgesics [29].
It is also accepted that the risk from aspirin is low [30], so that
emergency digestive surgery can be carried out without prophy-
lactic transfusion of platelets [22].

Thienopyridines: ticlopidine (TICLID�) and clopidogrel
(PLAVIX�)
These substances cause irreversible blocking of one of the adeno-
sine diphosphate (ADP) platelet receptors. In the event of bleed-
ing, platelet transfusion may be necessary [22]. Although they
often cause an increase in bleeding time, there is currently no
test which can determine when platelet function returns to nor-
mal. When interruption is being considered, it is advisable to
wait for the platelet regeneration in 7 to 10 days. However, as
with aspirin, 3 to 5 days may be enough for normal haemostatic
function to recover (see above). Although comparative studies on
aspirin and thienopyridines have not shown any difference in
risk of haemorrhage [31], there are currently not enough data to
extrapolate the recommendations concerning aspirin to these
products [32]. The same applies to perioperative risk of haemor-
rhage: although there are few studies, the risk is regarded as con-
siderable with a high incidence of postoperative bleeding [33].

Dipyridamole
This substance only has a modest antiplatelet effect which does
not increase the risk of haemorrhage.

B Vitamin K Antagonists
These are the only oral anticoagulant treatments currently avail-
able. Their plasma half-life varies depending on the product used
but coagulation theoretically returns to normal after they have
been completely withdrawn for 2 to 4 days, depending on the
substance. Anticoagulation is dependent on the dose used and
the susceptibility of the individual. The International Normalised
Ratio (INR) is a good reflection of the anticoagulation obtained.
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The risk of haemorrhage increases at the same time as INR in-
creases. An INR between 2 and 3 is generally desirable for effec-
tive anticoagulation and involves a minimal risk of haemorrhage.
An INR between 3 and 4.5 is necessary if there is a major risk of
thromboembolism. When the INR does not exceed 1.5, the risk of
haemorrhage is the same as that of untreated patients. In the
event of overdosage (INR > 6) and/or bleeding, there are several
potential courses of action [34]. If there is no bleeding, with-
drawal of VKA and the oral administration of vitamin K1 should
be adjusted to the increase in INR. In the event of a haemorrhage,
i. v. injection of vitamin K1 and perfusion of Prothrombin Com-
plex Concentrates (Kaskadil�) should be discussed.

C Heparins
Heparins are the third family of antithrombotic drugs which are
normally used. The main indications are the prevention and
curative treatment of venous thromboembolic disease (VTE) (in-
cluding deep vein thrombosis and pulmonary embolism), un-
stable angina and the prevention of thrombosis with cardiac
valve prosthesis before replacement by VKA. To prevent VTE,
only low molecular weight heparins (LMWH) are used in prac-
tice, at low doses of 1750 U to 5000 U once a day, according to
the level of risk of thromboembolism and the product used. At
these doses, the risk of haemorrhage is low and becomes negligi-
ble 12 hours after administration. Concerning the other indica-
tions, either LMWH administered subcutaneously or unfraction-
ated heparin (UH) administered intravenously in a continuous
perfusion or subcutaneously (Calciparine�) are used. The doses
of LMWH in these cases are between 80 U and 100 U/kg twice a
day or between 160 and 175 U/kg once a day depending on the
substance used. If the LMWH is administered twice a day, 12 to
18 hours must be allowed for the level of heparinaemia to be-
come compatible with normal haemostasis again. If the LMWH
is administered once a day, this waiting period should be extend-
ed to 24 hours. It should be noted that the activated partial
thromboplastin time (APTT) is no use here as it remains normal
even though heparinaemia is still high. The only way of knowing
if there is residual heparinaemia is to evaluate the anti-Xa activ-
ity which must be less than 0.20 U/ml. In the case of UH adminis-
tered as an i. v. perfusion at a dose of 400 to 600U/kg/24 h, the
half-life is between 45 and 90 minutes. Heparinaemia is com-
patible with normal haemostasis 4 h to 6 h after the perfusion is
stopped. Here, APTT can be useful to validate normalisation of
haemostasis. If serum heparin levels are measured it must be
less than 0.10 – 0.20 U/ml. If UH is administered subcutaneously
in 3 or 2 injections, one has to wait, owing to the longer half-
life, for the 8th or the 12th hour until heparinaemia is compatible
with normal haemostasis. Here again, APTT can be used to moni-
tor the anticoagulation status.

D New Antithrombotic Drugs
New antithrombotic drugs have recently become available: a
drug with anti-Xa activity, fondaparinux (Arixtra�) and another,
not antithrombin-dependent, with direct antithrombin activity
called ximelagatran (Exanta�). They are used to prevent deep
vein thrombosis after orthopaedic surgery. Their risk of haemor-
rhage does not seem very different from that of LMWH. There is
no known antidote if a haemorrhage occurs. Their half-life is 2 to
3 hours for ximelagatran and at least 17 hours for fondaparinux.
One should preferably wait until the product is eliminated (4 to 5

half-lives) before performing an endoscopy. In the event of an
emergency procedure, the indication should be discussed with
the prescribing doctor.

III What are the Risks of Withdrawing Antithrombotic
Therapy?

Depending on the therapeutic indications, the risk of throm-
boembolism may prove to be major, average or minor if treat-
ment is withdrawn. Cases of sudden death or stent occlusion
have been reported in the week following the withdrawal of an-
tithrombotic treatment [35,36].

A Patients on VKA
Indications with a major risk of thromboembolism [37]
– Most mechanical valve prostheses: all mitral and first genera-

tion aortic prostheses; 2nd generation aortic prostheses if
there is another risk factor for embolism [37]. Anticoagulation
with an INR between 3 and 4.5 is recommended.

– Atrial fibrillation (AF) combined with other risk factors for
thromboembolism, particularly mitral valvular disease [37].
Anticoagulation with an INR between 2 and 3 is normally
used.

In these cases, VKA must be replaced and anticoagulation should
be ajusted according to a particular regime (Table 1) using a UH.
The indications should be carefully evaluated and treatment op-
tions should be reconsidered (surgery vs. endoscopy) and prefer-
ence given to endoscopic procedures involving the least risk of
haemorrhage (insertion of a biliary stent without sphincterot-
omy…).

Table 1 Patients on VKA

1) replacement in the event of major risk of thromboembolism:
– withdrawal of VKA on D-3 (acenocoumarol : SINTROM�), D-4 ( fluindione:

PREVISCAN�), D-5 (warfarine : COUMADINE�) or D-6 (phenprocoumone:
MARCOUMAR�) before procedure

– on the day after VKA is withdrawn, start heparin at an anticoagulating dose
(check by heparinaemia and/or APTT)

– Check INR the day before the examination
– withdrawal of the continuous perfusion of heparin 4 to 6 hours before the

procedure or last injection of calcium heparin 8 h before (3 injections/day)
or 12 h before (2 injections/day); resumption of heparin 6 to 8 hours after
the procedure or immediately if the risk of haemorrhage is inexistant

– resumption of VKA on the same evening (or later, see below)
– withdrawal of the heparin when adequate INR is achieved for 2 consecutive

days

2) replacement in the event of moderate risk of thromboembolism:
a) replacement by UH: id. to the major risk of thromboembolism
b) replacement by LMWH insofar as it is legally permitted for the

treatment of the current disease (VTE, unstable angina)
– withdrawal of VKA on D-3 (acenocoumarol : SINTROM�), D-4 (fluindione :

PREVISCAN�), D-5 (warfarine : COUMADINE�) or D-6 (phenprocoumone :
MARCOUMAR�) before procedure

– introduction of LMWH at curative doses the next day
– withdrawal of LMWH on D-1 with a control of haemostasis (INR, platelets)
– resumption of LMWH 12 hours after the procedure
– resumption of VKA on the same evening (or later see below)
– withdrawal of the LMWH when INR on 2 consecutive days is between 2

and 3.
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Indications with a moderate risk of thromboembolism [37]
– prevention and/or treatment of VTE,
– AF in patients over 65 or in patients with associated risk fac-

tors of thromboembolism (history of stroke, cardiac decom-
pensation less than 2 months prior to endoscopy, or left
ventricular dilatation (telediastolic diameter of the LV more
than 60mm),

– certain cases of mitral regurgitation or stenosis (dilatation of
the left atrium),

– mechanical valvular aortic prostheses in the absence of an
embolic risk cofactor,

– valvular bio-prostheses following implantation surgery (first
months).

Replacement of antithrombotic treatment (Table 1) is usually
justified.

B Patients on APA
Indications with a major risk of thromboembolism [38 – 40]
– Acute coronary syndromes in the previous month
– Implantation of a bare metal stent in the previous month
– Implantation of a drug eluting stent in the previous 2 months

for sirolimus (Cypher) stents and in the previous 6 months for
paclitaxel (Taxus) stents

– Implantation of a PTFE covered stent (coated Jo stent) in the
previous year

– Endocoronary radiotherapy in the previous year

In these cases, APA must be replaced and this must be performed
after specialist consultation (UH only, LMWH at curative doses
only or combination of LMWH at curative doses + flurbiprofen).
The indications should be carefully weighed up, treatment op-
tions should be reconsidered (surgery vs. endoscopy) and prefer-
ence given to endoscopic procedures involving the lesser risk of
haemorrhage (insertion of a biliary stent without sphincterot-
omy…).

Indications with a moderate risk of thromboembolism [32]
– acute coronary syndrome more than 1 month prior to endos-

copy or stable angina,
– secondary prevention of myocardial infarct or arteritis,
– secondary prevention of stroke in patients with no emboli-

genic cardiopathy,
– AF in patients under 65 with no risk factor for thromboembo-

lism and no emboligenic cardiopathy.

Replacement of antithrombotic treatment (Table 2) is usually
justified.

Indications with a minor risk of thromboembolism
This mainly concerns primary prevention by APA of the risk of
death and myocardial infarct in subjects over 50 who have at
least one vascular risk factor [32].

Withdrawal of treatment may be considered.

IV Treatment Substitution?

No drug has been given a specific marketing licence for substi-
tuting VKA or APA. The replacement should be adapted for the
treatment used (VKA or APA) and the risk of thromboembolism
(Tables 1 and 2).

VKA is normally replaced by a UH at curative doses (400 to
600 IU/kg/24 h). Heparin in a continuous perfusion is still the
standard method [34]. Calcium heparin (calciparine� subcuta-
neously) is a possible alternative. The total dose required per 24
hours (expressed in units) is equal to or slightly above the dose
needed for continuous perfusion. It may be divided into 2 or 3
subcutaneous daily injections. The effectiveness of treatment
should be evaluated by measuring the APTT or the heparin levels
[34]. The APTT is used most often: taken between two subcuta-
neous injections, it must be 2 to 3 times that of the control. He-
parinaemia must be between 0.3 and 0.6 IU/L. In the event of dis-
parity between the injected dose of UH and the result of APTT, it
is advisable to measure heparinaemia. It is accepted that replace-
ment using LMWH is effective [41]. A protocol has also been pro-
posed by the SFC as a possible alternative to replacement by UH.
Its prescription, however, remains the responsibility of the pre-
scribing doctor. When a LMWH is chosen, it must be used at
curative doses in 1 or 2 daily subcutaneous injections, depending
on the product. The dose is adjusted to the patient’s weight. As
with UH, platelets need to be monitored in order to detect any
thrombopenia. No other systematic biological monitoring is re-
commended except in the case of elderly patients, patients with
kidney failure or when there is a risk of haemorrhage [34]. It is
useful to measure anti-Xa activity in order to assess whether
there is an accumulation of LMWH. The target level will depend
on the LMWH used.

Table 2 Patients on APA

1) replacement in the event of a major risk of thromboembolism:
Given the importance of the risk of thrombosis when APA are withdrawn
and the short duration of treatment, it is better to postpone a high-risk
endoscopic procedure. If the procedure appears to be essential, the
substitution should be made after specialist advice (UH only, LMWH at
curative doses only or combination of LMWH at curative doses + CEBUTID).

2) replacement in the event of a moderate risk of thromboembolism:
a) replacement by CEBUTID�:
– withdrawal of APA according to the product’s half-life (7 to 10 days) or

according to the time required to resume adequate aggregation function
(i. e. 50 G/l of functional platelets, being renewed at a rate of 10 % of the
initial platelet number per day).

– start the CEBUTID� (50 mg morning and evening) on the day after APA
withdrawal

– withdraw the CEBUTID� 24 hours before the procedure
– resume the APA on the day after the procedure (or later see below)
b) replacement by LMWH
– withdrawal of APA according to the product’s half-life (7 to 10 days) or

according to the time required to resume adequate aggregating function
(i. e. 50G/l of functional platelets, being renewed at a rate of 10 % of the
initial platelet number per day).

– on the day after antiplatelet agents are withdrawn, introduce a LMWH at
curative doses

– withdraw the LMWH on D-1 with a check on haemostasis
– resume the APA on the day after the procedure (or later see below)
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APA may be replaced with substances which are reversible and
with short-term antithrombotic effects. However, no treatment
has been validated for the time being. Flurbiprofen (CEBUTID �),
a dose of 50 mg twice a day, with an anti-aggregating effect that
is reversible in 24 hours is sometimes used, although its effec-
tiveness has not been officially proved. Withdrawal should be
done 24 hours before the procedure. LMWH which, at curative
doses and combined with aspirin, have proved effective in some
treatments of acute coronary syndrome, are an alternative [32].
They are used according to the same regime as that used for
VKA replacements.

V Resumption of Antithrombotic Treatment

Although bleeding is usually early (within the first 24 hours after
the procedure), it can also be delayed (up to 3 weeks later, when
the polypectomy scare is sloughed off). Delayed bleeding can be
increased by resuming antithrombotics at an early stage. After a
sphincterotomy, for example, the risk of bleeding is estimated
between 10 and 15 % if the VKA are resumed before the 3rd day
[27]. There are no other data in the literature on which recom-
mendations can be based. Treatment will need to be resumed
on a case-by-case basis, depending on the patient’s risk of
thromboembolism.

VI Recommendations

A General
1. When antithrombotic treatment is temporary and endoscopic

procedures are considered high-risk and not urgent, postpone-
ment of the endoscopic exploration must be suggested.

2. In emergencies and when antithrombotic treatment is un-
interrupted and/or needs to be resumed early, preference must
be given to the use of endoscopic techniques which limit the

risks of haemorrhage: endoloop, haemostatic clips, placement
of biliopancreatic prostheses without sphincterotomy, etc. The
equipment for carrying out a local haemostatic procedure dur-
ing endoscopy must be available. The use of a pharmacological
antagonist or a blood derivative for inhibiting the effect of the
antithrombotic treatment must be discussed, taking the endo-
scopic alternatives and the relative risk of thromboembolism
into account.

3. When, in an emergency, the patient’s risk of thromboembo-
lism is not known, caution should be exercised and the patient
regarded as being at high risk of thromboembolism.

B Adapting the Treatment to Situations (Table 3)
High-risk procedures
a) High risk of bleeding (> or equal to 1 %) with possibility of con-
trol by endoscopy:
– When there are no haemostatic problems, colonoscopy with

loop polypectomy and sphincterotomy can be performed
with the patient on aspirin and standard doses of NSAID. In
the case of colonic polypectomy, the use of an endoloop is re-
commended when the base of the polyp is > 1 cm; the muco-
sectomy method is not recommended with aspirin.

– Except for these special circumstances, antithrombotic treat-
ment must be stopped before the procedure for the length of
time needed to inactivate them. For VKA, blood tests must be
performed before the procedure to ensure that the INR has re-
turned to normal.

b) Low risk of bleeding (< 1 %) with no possibility of haemostatic
control by endoscopy:
All antithrombotic treatments must be stopped before the proce-
dure for the length of time needed to inactivate them. For VKA,
blood tests must be performed before the procedure to ensure
that the INR has returned to normal.

Table 3 Adapting the treatment to situations

NSAID, aspirin VKA other antithrombotics

oral gastroscopy +/- biopsies
rectosigmoidoscopy +/- biopsies
colonoscopy without polypectomy +/- biopsies
diagnostic EUS,
ERCP without sphincterotomy +/- biopsies
enteroscopy +/- biopsies

yes
yes
yes
yes
yes
yes

recent INR
recent INR
recent INR
recent INR
recent INR
recent INR

yes
yes
yes
yes
yes
yes

colonoscopy with polypectomy
ERCP with endoscopic sphincterotomy

yes
yes

no
no

no
no

gastric macrobiopsy and gastric polypectomy
mucosectomy, ampullectomy
laser photodestruction and photocoagulation
treatment of oesophageal or gastric varices
haemostatic procedures on vascular lesions
EUS-FNA and EUS-guided therapy (e. g., drainage procedures)
percutaneous gastrostomy
dilatation of digestive stenosis
metal digestive prostheses insertion without dilatation
nasal gastroscopy

no
no
no
no
no
no
no
no
no
no

no
no
no
no
no
no
no
no
no
no

no
no
no
no
no
no
no
no
no
no

yes: possible without stopping or replacing antithrombotic treatment
recent INR: possible without stopping or replacing treatment if INR is not excessive
no: replacement or withdrawal of antithrombotic treatment necessary except in special cases
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Low-risk procedures
Anticoagulant or antiplatelet therapy does not need to be adjust-
ed. The INR should have been estimated recently for patients on
VKA. A non-urgent procedure will need to be postponed if anti-
coagulation is above recommended levels.

C Replacement and Resumption of Treatment
Treatment should be replaced according to the risk of
thromboembolism
– in patients at major risk:

During the period the treatment is withdrawn, an appropriate
antithrombotic treatment should be introduced and moni-
tored.

– in patients at average risk:
During the period the treatment is withdrawn, an appropriate
antithrombotic treatment should be discussed on a case-by-
case basis and monitored.

– in patients at minor risk:
Replacement is unnecessary.

Antithrombotic treatment should be resumed after the
procedure.
In view of the risk of delayed bleeding, the benefit of immediate
resumption must be weighed against the increased risk of hae-
morrhage. Treatment needs to be adjusted on a case-by-case ba-
sis.

Conclusion

Drawing up recommendations for the management of patients
on antithrombotics before digestive endoscopy is difficult be-
cause of the various situations encountered and the absence of
formal scientific answers to many questions. The respective risks
of the procedure (risk of haemorrhage) and of the underlying dis-
ease (risk of thromboembolism) must be considered on a case-
by-case basis. There should be close collaboration between the
prescribing physician, the anaesthetist and the gastroenterolo-
gist. Such situations also afford questioning certain cases of
long-term antithrombotic treatment which may not be currently
indicated and indeed inappropriate prescribing of endoscopic
procedures. The consensus reached by the societies concerned
involved in this work could be used as a starting point for debate.
However, one should remember that some of the choices made
are arbitrary and, in any case, are likely to change as time goes by.
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