
Practitioners’ DiaryPractitioners’ DiaryPractitioners’ DiaryPractitioners’ DiaryPractitioners’ Diary

42

Management of Non-variceal Upper Gastro-intestinal Haemorrhage

Abstract:

Upper gastro-intestinal haemorrhage has an estimated annual incidence of 40-150 cases per 1,00,000

population and leads to hospitalisation, and has significant morbidity and mortality. Most common causes of upper

gastro-intestinal bleed are non-variceal–peptic ulcer disease leading the list. Clinical history, examination and

haemodynamic resuscitation are the initial management. Risk stratification can be done by the Glasgow- Blatchford

score and the Rockall score. Consultation with the cardiologist is important in patients taking anticoagulant and

antiplatelet drugs. In peptic ulcer disease, the Forrest staging guides the restarting of antithrombotic agents. Intravenous

proton-pump inhibitor is recommended in those awaiting upper gastro-intestinal endoscopy. Following haemodynamic

resuscitation early upper gastro-intestinal endoscopy ( < 24 hours ) is recommended. Endotherapy is recommended

for Forrest Ia, Ib, IIa and II b ulcers. Many patients of non-variceal upper gastro-intestinal haemorrhage can be

discharged from the emergency department while others require admission.
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Introduction:

An estimated annual incidence of acute upper

gastro-intestinal haemorrhage (UGIH) is 40-150 cases per

1,00,000 population worldwide1, 2. UGIH frequently leads

to hospital admission, and has significant associated mor-

bidity and mortality. The most common causes of acute

UGIH are non-variceal1, 2. This includes peptic ulcers - 28%

- 59% (duodenal ulcer 17% - 37% and gastric ulcer 11 %

- 24%), mucosal erosive disease of the oesophagus/stom-

ach/duodenum 1% - 47%, Mallory - Weiss syndrome 4%

- 7%, upper GI tract malignancy 2% - 4%, other diagnosis

2% - 7% or no exact cause identified 7% - 25%1, 2. In
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India, Anand et al3 in 1983 reported 408 patients of upper

GI bleed among which duodenal ulcer (24.5%) and gastric

ulcer (5%) were 2nd and 3rd most common causes re-

spectively.  Dilawari et al4 in 1987 found peptic ulcers

and gastro-duodenal erosions to be most common causes

of non-variceal upper gastro-intestinal haemorrhage

(NVUGIH). In 2010 Javid et al5 from Kashmir reported

duodenal ulcer (26.7%) to be the second most common

cause (after variceal bleed) of upper GI bleed (among 116

children) followed by Mallory-Weiss tear (6.9%), gastric

ulcer and gastritis (5.2% each), oesophagitis (4.3%) and



duodenitis (3.4%), 16% - 20% of acute UGIH cases, may

have more than one diagnosis as cause of bleeding on en-

doscopy. Banerjee et al6 from SDLD, IPGME&R, Kolkata

showed NVUGIH to be 37.7% out of 305 patients with

peptic ulcer disease (PUD) comprising 16.7%.

Initial Patient Evaluation and Haemodynamic Resus-

citation:

A short clinical history and examination may help

in suggesting aetiology of GI bleed. If the spleen is pal-

pable, the patient is likely to be bleeding from oesophageal

varices as suggested by Rao et al7 from AIIMS. The goals

of haemodynamic resuscitation are to correct intravascular

hypovolaemia and restore adequate tissue perfusion. Early

intensive hemodynamic resuscitation of patients with acute

UGIH has been shown to significantly decrease mortality8.

Initial fluids of choice are crystalloids. There is uncertainty

regarding the ideal fluid administration strategy in this clini-

cal setting9, 10. It is recommended to use a restrictive red

blood cell transfusion strategy that aims for a target hae-

moglobin between 7g/dl and 9g/dl. A higher target haemo-

globin should be considered in patients with significant

comorbidity (eg, ischaemic cardiovascular disease)11, 12.

There is no available evidence to help guide coagulopathy

correction in critically ill patients and wide variation in man-

agement exists in this area, indicating clinical uncertainty

regarding optimal practice13. Platelet count has not been

shown to be a predictor of either rebleeding or mortality.

Risk Stratification:

A number of scoring tools have been created for

predicting outcomes following acute UGIH, with the

Glasgow-Blatchford score (GBS) and Rockall score being

the most widely evaluated and adopted14,15. Rockall score

predicts mortality while GBS predicts the need for

intervention. Emergency department discharge without

inpatient endoscopy (i e, outpatient management) should

be considered for patients if systolic blood pressure > 110

mmHg, pulse rate < 100 beats/minute, haemoglobin > 13.0

g/dl for men or > 12.0 g/dl for women, blood urea nitrogen

<18.2 mg/dl, along with the absence of melena, syncope,

hepatic disease, and cardiac failure16.

Pre-endoscopy Management:

Initial management of antithrombotic agents

(anticoagulants and antiplatelet agents) – For patients

taking vitamin K antagonists (VKAs), it is recommended

to withhold the VKA and correct coagulopathy while taking

into account the patient’s cardiovascular risk in consultation

with a cardiologist. In patients with haemodynamic instability,

administration of vitamin K, supplemented with intravenous

prothrombin complex concentrate (PCC) or fresh frozen

plasma (FFP) if PCC is unavailable, is recommended . If

the clinical situation allows, an international normalised ratio

(INR) value < 2.5 is advisable before performing endoscopy

with or without endoscopic haemostasis17-20. Regarding new

direct oral anticoagulants (DOACs) it is recommended to

withhold them in patients with suspected acute NVUGIH

in co-ordination/consultation with the local haematologist/

cardiologist. DOACs do not have an antidote as in case of

heparin and also their onset of action is faster.

For patients using antiplatelet agents (APA) for

primary prophylaxis of cardiovascular diseases, APA should

be stopped irrespective of endoscopic grade of peptic ulcer

and then the risk and benefits of low dose APA should be

re-evaluated. APA may be restarted at the time of discharge

in case of Forrest IIc, III ulcers. In patients with Forrest I,

IIa, IIb ulcers APA should be restarted after establishment

of ulcer healing, if clinically indicated.

In patients taking APA for secondary prophylaxis,

all APA should be discontinued in Forrest I, IIa and IIb

cases, to be restarted after 3 days. In patients on dual APA,

low dose aspirin should be continued and cardiology

consultation should be taken regarding the need for other

APA. In patients with Forrest IIc, III ulcers, low dose aspirin

as well as dual APA should be continued without

interruption.

Pharmacological therapy–It is recommended to

start high dose intravenous proton-pump inhibitors (PPI),

ie, intravenous bolus followed by continuous infusion (80

mg then 8 mg/hour), in patients presenting with acute UGIH
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awaiting upper endoscopy. However, PPI infusion should

not delay the performance of early endoscopy21. Tranexemic

acid, somatostatin or its analogue octreotide is not

recommmended. Use of prokinetic agents like erythromycin

or metoclopramide 20-120 minutes before endoscopy has

been found to decrease the need for second endoscopy to

locate lesion22.

Role of gastric lavage and prophylactic

endotracheal intubation – Routine use of nasogastric

or orogastric aspiration/lavage in patients presenting with

acute UGIH is not recommended.

Timing of Endoscopy:

Upper GI endoscopy may be done very early <12

hours, early <24 hours, and delayed >24 hours. Following

haemodynamic resuscitation, early <24 hours upper GI

endoscopy is recommended. Very early (<12 hours) upper

GI endoscopy may be considered in patients with high risk

clinical features, namely haemodynamic instability

(tachycardia, hypotension) that persists despite ongoing

attempts at volume resuscitation; in-hospital bloody emesis/

nasogastric aspirate; or contra-indication to the interruption

of anticoagulation23.

Endoscopic Management:

Endoscopic diagnosis – Forrest (F) classifica-

tion should be used in all patients with peptic ulcer

haemorrhage in order to differentiate low and high risk en-

doscopic stigmata. Peptic ulcers with spurting or oozing

bleeding (Forrest classification Ia and Ib, respectively) or

with a non-bleeding visible vessel (Forrest classification IIa)

should receive endoscopic haemostasis because these le-

sions are at high risk for persistent bleeding or rebleeding.

Peptic ulcers with an adherent clot (Forrest classification

IIb) should be considered for endoscopic clot removal.

Once the clot is removed, any identified underlying active

bleeding (Forrest classification Ia or Ib) or non-bleeding

visible vessel (Forrest classification IIa) should receive en-

doscopic haemostasis. Peptic ulcers having a flat pigmented

spot (Forrest classification IIc) or clean base (Forrest clas-

sification III), endoscopic haemostasis is not required as

these stigmata present a low risk of recurrent bleeding. In

selected clinical settings, these patients may be discharged

home on standard PPI therapy eg, oral PPI once daily.

Endoscopic therapy – For patients with actively

bleeding ulcers (FIa, FIb), epinephrine injection should be

used in combination with a second haemostasis modality

(contact thermal, mechanical therapy, or injection of a

sclerosing agent). Epinephrine injection therapy cannot be

used as endoscopic monotherapy24. For patients with non-

bleeding visible vessel (FIIa), mechanical therapy,  thermal

therapy, or injection of a sclerosing agent as monotherapy

or in combination with epinephrine injection should be used.

Epinephrine injection therapy should not be used as

endoscopic monotherapy.

For patients with active NVUGIH not controlled

by standard endoscopic haemostasis therapies, the use of a

topical haemostatic spray or over-the-scope clip may be

tried as salvage endoscopic therapy25.

For patients with acid-related causes of NVUGIH

different from peptic ulcers (eg, erosive oesophagitis,

gastritis, duodenitis), treatment with high dose PPI is

recommended. Endoscopic haemostasis is usually not

required and selected patients may be discharged early26.

Patients with a Mallory - Weiss lesion that is actively bleeding

should receive endoscopic haemostasis. There is currently

inadequate evidence to recommend a specific endoscopic

haemostasis modality. Patients with a Mallory - Weiss lesion

and no active bleeding can receive high dose PPI therapy

alone27. In patients bleeding from upper GI angioectasias,

endoscopic haemostasis therapy is recommended.

However, there is currently inadequate evidence to

recommend a specific endoscopic haemostasis modality28.

In patients bleeding from upper GI neoplasia,

endoscopic haemostasis should be considered in order to

avert urgent surgery and reduce blood transfusion

requirements. However, no currently available endoscopic

treatment appears to have long-term efficacy29.

Management following endoscopy/endoscopic

haemostasis – PPI therapy is recommended for patients

who receive endoscopic haemostasis and for patients with
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adherent clot not receiving endoscopic haemostasis. PPI

therapy should be of high dose and administered as an

intravenous bolus followed by continuous infusion (80 mg

then 8 mg/hour) for 72 hours postendoscopy. PPI therapy

should be considered as intermittent intravenous bolus

dosing (at least twice daily) for 72 hours postendoscopy

for patients who receive endoscopic haemostasis and for

patients with adherent clot not receiving endoscopic

haemostasis30,31. If the patient’s condition permits, high dose

oral PPI may also be an option in those able to tolerate

oral medications.

In patients with clinical evidence of rebleeding

following successful initial endoscopic haemostasis, repeat

upper endoscopy with haemostasis should be attempted if

indicated. In the case of failure of this second attempt at

haemostasis, transcatheter angiographic embolisation

(TAE) or surgery should be considered32. Routine second-

look endoscopy is not routinely recommended as part  of

the management of NVUGIH. However, second-look

endoscopy may be considered in selected patients at high

risk for rebleeding (those having active bleeding at the time

of index endoscopy)33.

Anticoagulant therapy should be restarted following

NVUGIH in patients with an indication for long-term

anticoagulation. The timing for resumption of anticoagulation

should be assessed on a patient by patient basis. Resuming

warfarin between 7 and 15 days following the bleeding

event appears safe and effective in preventing thrombo-

embolic complications for most patients. Earlier resumption,

within the first 7 days, may be indicated for patients at high

thrombotic risk34.

In patients receiving low dose aspirin for primary

cardiovascular prophylaxis who develop peptic ulcer

bleeding, it is advised to withhold aspirin, re-evaluate the

risks/benefits of ongoing aspirin use in consultation with a

cardiologist, and resuming low dose aspirin following ulcer

healing or earlier if clinically indicated. In patients receiving

low dose aspirin for secondary cardiovascular prophylaxis

who develop peptic ulcer bleeding, aspirin should be

resumed immediately following index endoscopy if the risk

of rebleeding is low (eg, FIIc, FIII). In patients with high

risk peptic ulcer (FIa, FIb, FIIa, FIIb), early reintroduction

of aspirin by day 3 after index endoscopy is recommended,

provided that adequate haemostasis has been established.

In patients receiving dual antiplatelet therapy (DAPT) who

develop peptic ulcer bleeding, low dose aspirin therapy

should be continued. Early cardiology consultation should

be obtained regarding the timing of resuming the second

antiplatelet agent. In patients requiring DAPT and who

have had NVUGIH, use of a PPI as cotherapy is

recommended35-41.

Conclusions:

After initial resuscitation,importance of a quick

history and clinical examination cannot be

overemphasised.Many patients of NVUGIH can be

discharged from the emergency department itself while

others need admission and management as inpatients.Those

having comorbidities for which they may be receiving APA

or anticoagulation need opinion from a cardiologist regarding

need for these drugs.Guidelines given for management of

NVUGIH assist the management of patients but final

management plan should always be individualised for the

particular case.
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