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Introduction

Upper gastrointestinal bleeding (UGIB) is a common,
potentially life threatening condition responsiliteg more than
300,000 hospital admissions and about 30,000 deathannum
in America. Acute upper gastrointestinal bleedirgmains a
common medical emergency and is a major sourceavbidity
and mortality; and despite the progress in endasce@md
intensive care therapies, the mortality remainshanged; it
results from increasing number of high-risk pasentainly the

older ones with significant comorbidifi?zalmer, 2007)

The incidence of UGIB is 2-fold greater in malearthin females, in
all age groups; however, the death rate is sinmdsoth sexes. The
population with UGIB has become progressively aldeith a
concurrent increase in significant comorbiditiesttimcrease mortality.
Mortality increases with older age (> 60 years)riales and females
(Marmo Ret al., 20D).

Non-variceal upper gastrointestinal bleeding (UGIB) a critical
clinical condition that requires an urgent manag#mé remains a
clinically important issue due to the increase e tproportion of
elderly population, use of non-steroidal anti-infl@atory drugs
(NSAIDs) and in-hospital UGIBLaine and Jensen, 2012)
Anticoagulant therapy has historically consistedheparins for the
treatment of acute thrombosis and Vitamin K Antagisn(VKA) for
long-term or chronic treatment. Though effective apppropriately
dosed and monitored, these traditional agents bBhwecomings that
stem mainly from their nonspecific mechanisms dioacand variable

pharmacodynamics. This has left a persisting need rfovel
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anticoagulants that have more specific and targatgobn and are
easier to administer and mandbitescu et al., 2006)

The platelet is integral to the initiation of thrbasis.The
indications for the use of antiplatelet drugs i ttnanagement of
thrombotic diseases include strokeute myocardial infarction (AMI),
acute coronary syndrome (AC®@nginapercutaneous coronary
intervention  (PCl),cardiac  surgery, primargnd secondary
cardiovascular disease preventiparipheral vascular diseased
thrombotic disorders such as atrial fibrillatiorhere are several
antiplatelet drugs available for use in clinicahgtice and several
under investigatiofJennings, 2009)

Management of patients who are receiving antipatelrugs
during the perioperative period requires an undedihg of the
underlying pathology and rationale for their admsiration,
pharmacology and pharmacokinetics, and drug intiers
(Newsome et al., 2008)

Many patients receive chronic antithrombotic thgrdpr various

cardiac diseases. Antiplatelet drugs are widelyd usepatients with
coronary artery disease. Dual antiplatelet therapth a combination
of aspirin plus a P2Y12 receptor inhibitor (such @spidogrel,

prasugrel or ticagrelor), is often necessary fgredod of 12 months
after an acute coronary event or after the imptataof a coronary
stent(Hamm et al., 2011)

Vitamin-K antagonists (VKA) are indicated in patienwith atrial

fibrillation, thromboembolic venous disease or achamical heart
valve, while recently the novel oral anticoagulatOAC), such as
dabigatran, rivaroxaban and apixaban, have beeahinseeasingly in
nonvalvular atrial fibrillation and venous throminagolism(Camm et

al., 2012).




Aim of the work

In this study, we aime to determine the impactsyfi@gn and
anticoagulants on the clinical outcomes of patient®d were
admitted to hospital due to PUD-related UGIB, amahtestigate

the etiology of death in patients who had a fatatome




Non-variceal upper gastrointestinal
bleeding

Upper  gastrointestinal bleeding (UGIB) is a
common,potentially life threatening condition respible for
more than 300,000 hospital admissions and abo@0B80deaths
per annum in Americal reating and preventing UGIB costs many
billions of dollars per annumUGIB is defined as bleeding
proximal to the ligament of Treitz, to differentait from lower
gastrointestinal bleeding involving the colon, andiddle
gastrointestinal bleeding (Gl B) involving the shaltestine
distal to the ligament of TreitzAcute upper gastrointestinal
bleeding remains a common medical emergency arad n&jor
source of morbidity and mortality; and despite flregress in
endoscopic and intensive care therapies, the ntgrtamains
unchanged; it results from increasing number ohhigk patients
mainly the older ones with significant comorbidii?almer,
2007)

The incidence of UGIB is 2-fold greater in malegrthin
females, in all age groups; however, the death ia@milar in
both sexes. The population with UGIB has becomgnassively
older, with a concurrent increase in significantnoobidities that
increase mortality. Mortality increases with oldge (> 60 years)

in males and femalégdlarmo R et al., 2010)

Non-variceal upper gastrointestinal bleeding (UGHK3# critical
clinical condition that requires an urgent managamalthough there

was a significant reduction in the incidence ofeli@g peptic ulcers
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with the introduction of proton pump inhibitor (BRInd eradication of
Helicobacter pylori, UGIB still remains a clinically important issue
due to the increase in the proportion of elderlguyation, use of non-
steroidal anti-inflammatory drugs (NSAIDs) and iospital UGIB
(Laine and Jensen, 2012)

Epidemiology:

UGIB has a mortality of 7% to 10%. The mortalityshdecreased
only minimally during the last 30 years, despite thtroduction of
endoscopic therapy that reduces the rebleedingTate phenomenon
Is attributed to the increasing percentage of U@Gturring in the
elderly, a group with a worse prognosis than offaients because of
their increased use of antiplatelet medicationardrcoagulants, and
their frequent comorbid conditions. Endoscopic dpgrhas, however,
been shown to reduce the rate of rebleeding, thexl rfer blood

transfusions, and the need for surg@gonpongmanee et al., 2004)

Causes:
A cause for upper gastrointestinal bleeding is tbuim

approximately 80% of cas€Rockall et al., 1995)

Table (1): Causes of acute upper gastrointestinal haemorrhage
(Rockall et al., 1995)

Diagnosis Approx %
Peptic ulcer 35-50
Gastroduodenal erosions 8-15
Qesophagitis 5-15
Mallory Weiss tear 15
Upper gastrointestinal malignancy 1
Vascular malformations 5

Rare 5




Initial assessment and risK stratification:

The first step in the management of patients ptesgwith overt
UGIB is the assessment of hemodynamic status aitiction of
resuscitative measures as needed. Intravenous fllMjls and
transfusion of red blood cells targeting hemogldewel of >7 g/dL
may be required in euvolemic patients. Higher hdotmg levels may
need to be targeted in patients with clinical emmieof intravascular

volume depletion or comorbidities such as coromatgry disease.

Risk assessment of patients is clinically usefuld&termine
which patients are at higher risk of further blegdand may aid in
making management decisions such as timing of egys time of
discharge and level of care. The widely studiedho@s$ used to assess
risk and to predict risk of rebleeding and monaitclude the Rockall
score(Rockall et al., 1996)and Blatchford scor@latchford et al.,
2000)

Rockall et al defined independent risk factors |@ab) which

were subsequently shown to accurately predict dddudse comprise:

() Increasing age.There is a close relationship between mortality
and age. Deaths in patients under the age of 4G y&a rare
while the risk of death is 30% in patients aged enttran 60

years.

(i) Comorbidity. Deaths are almost entirely restricted to patients
who have significant general medical diseases. d ligseases
are decompensated by bleeding, and postoperatmplioations
are more likely to occur in patients who have digant
comorbid illness. The number and severity of contbillnesses
are closely related to mortality in patients hossed for

gastrointestinal bleeding. Patients who have ad@nmenal or




