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(Upper GI Bleeding) UGIB 

Is bleeding proximal to: 

“Ampulla of Vater or (precisely) Ligament of Treitz”

(50% of all GI Bleeding)
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UPPER GI BLEEDING
Signs and Symptoms

• Hematemesis

• Melena

• Dizziness

• Abd. Pain and symptoms of 

Peptic ulcer disease

• Hx of NSAID’s use

• Pallor

• Hypotension

• Orthostasis

• Jaundice and other stigmatas of 

chronic liver diseases



HCO₃ & Mucus

(1) The mucosal barrier is a thick, alkaline, 
unstirred, aqueous layer of dissolved 
bicarbonate & mucus, which neutralizes the 
effects of gastric juice H+. 

(2) (Gastric surface mucus cells) & (duodenal 
enterocytes & goblet cells) with a lipid bilayer
membranes forming a barrier to H+ & tight 
junctions between cells



Blood Flow

Sub-mucosal blood flow drains H+ away from 
the mucosa & buffers H+ w/plasma HCO3 & 
proteins. 

pH gradient changes from the gastric lumen 
pH of 2.0, the mucosal cell surface of pH 7.0, 
the mucosal cell interior pH of 7.0, and the 
circulating blood pH of 7.4. 



Blood Flow

If HCO3 secretion ↓: when proteolysis of 
mucus is ↑ (as in inflammation), or when 
mucosal blood flow is ↓ (as with using 
NSAIDs), intracellular acidosis occurs, leading 
to cell necrosis.



PGs

Prostaglandins protect gastro-duodenal 
mucosa by secretion of mucus, (PG-E2) ⊕
bicarbonate secretion & maintenance of 
blood flow during periods of potential injury. 
Mucosal peptides and growth factors, 
including trefoil-family peptides and 
transforming growth factor alpha, also 
participate to ensure normal epithelial 
function by regulating responses to injury. 



PGs

NSAIDs, which block the synthesis of 
prostaglandins, predispose to mucosal injury 
and peptic ulceration.



H. Pylori



Pan-Gastritis (Body + Corpus) 
“Early life infection”

•Multifocal/Pan-gastric gastritis →

Antral & Corpus Atrophy (parietal cell loss)  + 
intestinal metaplasia→

↓HCL outputs→↑risk for GU & Adeno-Ca

•Depletion of antral somatostatin⊖ effect→
↑gastrin levels.



Antral Gastritis Only (↑ %) 
“Late life infection”

• Antral-predominant active chronic gastritis →

Antral Atrophy & ↓ antral D cells→ (Corpus-
sparing) →

↑HCL output→↑risk for DU + duodenal 
gastric metaplasia→ HP colonize duodenum

•Depletion of antral somatostatin⊖ effect→
↑gastrin levels.
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UPPER GI BLEEDING
Peptic Ulcer Disease



UGIB Bleeding forms

Melena: occurs w/≥100mL blood is instilled 
into UGI tract 

Hematochezia: occurs w/≥1,000mL blood is 
instilled into UGI tract 

(Hematochezia is a sign of severe bleeding (if associated 

w/red NGT aspirate (mortality ↑to ≈30%))



Bleeding & Laboratory Values

One PRBC unit will raise the hematocrit of a 

standard adult patient by 3% 

One PRBC unit has a standard vol. of 300 mL

One PRBC unit is expected to ↑Hb by 1g/dL



Bleeding & Laboratory Values

Significant Hb drop 2ry to a bleeding: 

Hb ↓≥ 2g from baseline 
Hct ↓≥ 6% from baseline 

Don’t use Hb/Hematocrit to evaluate or monitor acute bleeding 
(Pt bleeds whole blood; hematocrit may not ↓immediately 
w/acute bleeding. 

Extravascular fluid will enter the vascular space → restore vol. for 
up to 72 hrs → subsequent ↓in hematocrit for few days after 
bleeding has stopped) 



Hemodynamics

Orthostais is the most accurate non-invasive 
indicator of severity of Blood loss ≈20% 

Orhtostasis =    ↓Sys BP >20 

or 

↓ Dias BP >10 

or 

↑HR >20 

w/in 3 minutes of standing





Tachycardia







1) Hemodynamic Stabilization: 

•Adequate IV access 

•Volume resuscitation



2) NPO



3) NGT Lavage

(NO proven Benefit) 

(15% False⊖)



4) Transfuse PRBCs if: Hb ≤ 7g/dL
(Hct: <21%) 

(Hb ≤ 9-10g/dL
(Hct: <30%) in CAD)

or 

Shock



5) co-morbidities assessment: 

•Stabilization of other active co-morbidities before 
EGD 

(Rarely, massive bleeding cannot be stabilized adequately before EGD). 

•Intubation for airway protection should be 
considered w/ [(ongoing hematemesis) or (active 
bleeding w/↓ CNS or loss of the gag reflex)]. 



6) Risk assessment 

(see below)



7) ± Prokinetics prior to EGD 

(Erythromycine: 250mg IV (3mg/kg) 

30-60min before EGD 



8) Urgent (Only when Stable) 

EGD w/in 24hrs (↓ transfusion need, 
emergent Sx, rebleeding & Hospital stay) 

(no change in mortality or ↓in the need for 
Sx if EGD done w/in 6hrs) specially if: Ca, 
cirrhosis, hematemesis, shock, Hb<8g/dL.



9) ± Initiate IV PPI infusion 
(Bolus 80mg → 8mg/h) (to maintain) 

↓ need for EGD ttt
(no change in: Re-Bleeding, need to transfuse, need for Sx, 
or Mortality) 
↓high risk stigmata & need for EGD ttt
•PPI → pH>6 →
Prevent clot lysis (pH>5) & ↑Plts aggregation (pH>6) 

•pH >4: prevent Stress Ulcers). 







Forrest Classification





Endoscopic Therapy



Management



























Initial assessment and risk stratification

Hemodynamic status 

& 

Resuscitative measures



Initial assessment and risk stratification

Blood transfusions should target Hb ≥ 7 g/dl 

(higher Hb targeted in patients with clinical evidence 
of intravascular volume depletion or comorbidities)



Initial assessment and risk stratification

Risk assessment →

Stratify patients: higher Vs lower risk

(assist in initial decisions such as timing of 
endoscopy, time of discharge, and level of care)



Initial assessment and risk stratification

Discharge from the emergency department w/out 
inpatient endoscopy may be considered in patients w/:

urea < 18 mg/dl; 
Hb ≥ 13 g/dl for men (12 g/dl for women), 
systolic BP ≥ 110 mm Hg; 
pulse < 100 beats / min; 
and absence of melena, syncope, cardiac failure, and 
liver disease 

(< 1% chance of requiring intervention).



Pre-endoscopic medical therapy

IV Erythromycin 

(250 mg, 30 min before endoscopy)



Pre-endoscopic medical therapy

IV PPI 

(80 mg bolus → 8 mg/h infusion) 

↓proportion of patients who have higher risk 
stigmata of hemorrhage at endoscopy and who 
receive endoscopic therapy. 

(PPIs do not improve clinical outcomes such as 
further bleeding, surgery, or death).





Pre-endoscopic medical therapy

If endoscopy will be delayed or cannot be 
performed, intravenous PPI is recommended 
to reduce further bleeding



Pre-endoscopic medical therapy

Gastric lavage

Nasogastric or orogastric lavage is not 
required in patients with UGIB for diagnosis, 
prognosis, visualization, or therapeutic effect



Timing of endoscopy

Patients with UGIB should generally undergo 

endoscopy within 24 h of admission, 

following resuscitative efforts to optimize 
hemodynamic parameters and other medical 
problems



Timing of endoscopy

Patients with higher risk clinical features 

(e.g., tachycardia, hypotension, bloody emesis or 
nasogastric aspirate in hospital) 

→ 

Endoscopy within 12 h may be considered 

to potentially improve clinical outcomes



Oliver Blatchford



Blatchford Score



Blatchford Score



Risk Assesment

Blatchford Score



Timothy Rockall



Rockall Score
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Repeat endoscopy

Routine second-look endoscopy, in which repeat 
endoscopy is performed 24 h after initial endoscopic 
hemostatic therapy, is not recommended.

Unless:
• There is a clinical evidence of recurrent bleeding.

• If further bleeding occurs after a second endoscopic 
therapeutic session, surgery or interventional radiology 
with transcathether arterial embolization is generally 
employed (Conditional recommendation).



Rebleeding after 2nd EGD

If further bleeding occurs after a second 
endoscopic therapeutic session:

Surgery or interventional radiology with 
transcathether arterial embolization is 
generally employed.



Non PUD Bleeding lesions
































