
 

Bleeding in cirrhotic patients 
Pts are difficult to resuscitate due to coagulopathy, hypoalbuminemia, and fluid extravasation.  For 
this reason, some experts prefer blood products  and albumin over crystalloids, which can 
exacerbate ascites – Kerlin, Ann IM, 2013 

Antibiotic prophylaxis reduces infx risk (e.g. SBP) presumably caused by translocation of gut flora 
in the setting of GIB – of any etiology.  While PO FQ are reasonable, new evidence suggests IV 3G 
cephalosporin (1g ceftriaxone QD x 5d) may be superior acutely– Fernandez, Gastro, 2006 

History of SBP or variceal bleed is an indication for chronic SBP prophylaxis (e.g. cipro 
500mg/QD or norfloxacin 400mg/QD) – Segarra-Newnham, Ann Pharm, 2010 

Definitive tx can be achieved with transjugular intrahepatic portosystemic shunt (TIPS) or 
direct intrahepatic portosystemic shunt (DIPS).  In pts with high risk of tx failure (e.g. Child-Pugh 
class C score < 14 or class B with bleeding) TIPS should be within 72h– de Franchis, J Hep, 2010 

Patients with cirrhosis who survive variceal hemorrhage are at significant risk for rebleeding (60%) 
and death (33%) within 1-2 years.  Outcomes can be improved with use of non-selective beta 
blockers (propranolol typically given if without bleeding for 24 hours) 

Issues of hemostasis 
Although coagulopathy is a risk factor for bleeding and associated with worse outcomes, correction 
can be problematic.  International Consensus Recommendations advise treating coagulopathy in 
patients receiving anticoagulants (for example with FFP or PCC) but not delaying endoscopy 
unless INR > 2.5; guidelines cannot be generalized to pts with cirrhosis – Barkun, Ann IM, 2010 
 
Expert opinion recommends targeting platelet values of 50,000 (or 100,000 if platelet dysfunction 
is suspected) – Razzaghi, J Clin Gastr, 2012 
 
For patients taking antiplatelet agents and anticoagulants, it is advisable to hold agents up to 2 
days post procedure, depending upon estimated rebleeding risk 
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General Organization/Approach to Management: 

“Guess the Bleed” – 
What is the location? 
Since the location has 
implications for risk 
assessment, role and timing 
of endoscopy, and 
therapeutic options, try to 
make an educated guess 
about the location/cause. 

UGIB is more likely to cause 
nausea and dyspepsia 
whereas LGIB is more likely 
to cause changes in bowel 
habits, and abd or rectal pain.  

Hematemesis is exclusive to 
UGIB.  Melena usually results 
from UGIB but can result 
from mid-gut or right colonic 
sources. 

Hematochezia usually results 
from LGIB but is associated 
with 10-20% of UGIBs.  

• Try to localize bleeding source Site 

• Generate hypotheses for cause 
• This will have implications for mgt and 

prophylaxis 
Cause 

• Estimate mortality risk and need for endoscopy 
• Do they belong in the Intensive Care Unit? Risk Assessment 

• What is the hemodynamic status? 
• Are crystalloid, colloid, or products required? Examination 

• What is the coagulation status of patient? 
• Is reversal or correction required? 

Anticoagulation 
& Hemostasis 

• Is antisecretory therapy indicated? 
• Is splanchnic decompression indicated? Medications 

Obscure sites of bleeding 
Patients without demonstrated bleeding source by upper endoscopy or colonoscopy have “obscure 
bleeding”, presumably of a mid-gut origin (i.e. MGIB); etiologies include angioectasias, 
hemangiomas, malignancy and Meckel diverticulum 

Wireless video capsule endoscopy is current the test of choice among most gastroenterologists to 
diagnose causes of MGIB.  The diagnostic yield ranges between 30-50%. 

Alternative options for diagnosing obscure bleeds include computed tomography angiography (50-
70% estimated yield), computed tomography/magnetic resonance enterography (25-70% estimated 
yield), small bowel barium radiography, deep gut “push” enterography, and technetium-labeled red 
blood cells scans. 

Strategies for resuscitation 
Severe GI bleeding is characterized by orthostatic HoTN, shock, Hb drop > 2 g/dL, HCT drop > 6%, 
or requirement of > 2U PRBC; of note, significant losses may not initially manifest with drop in H/H 
because of the disproportionate volume loss and resulting hemoconcentration 

Aggressive resuscitation with isotonic fluids should be delivered via 2 18-gauge or larger IV 
catheters; early intensive resuscitation has been associated with decrease mortality  -- Baradarian, 
Am J Gastro, 2004 

While blood products may be indicated in settings of significant loss, ongoing bleeding, or target 
organ damage, observational studies and small controlled trials in UGIB suggest a conservative 
transfusion strategy is associated with better survival (transfusion threshold HCT < 21 and 
target HCT 21-27); exclusion criteria in these studies include massive bleeding, acute coronary 
syndrome, and symptomatic peripheral vasculopathy – Villanueva, NEJM, 2010 



 
 

Cause based upon context and comorbidities 
Practically speaking, UGIBs may be categorized as variceal and non-variceal 
bleeding since the risk and management approach are fundamentally different. 

Causes of UGIB include peptic ulcer disease, esophagitis or esophageal ulceration, diaphragmatic 
herniation (Cameron erosions), Crohn’s disease, primary or metastatic gastrointestinal tract 
neoplasms, gastroesophageal varicies, angioectasias, gastric antral vascular ectasias (GAVE), pill-
induced erosions, alcoholic gastritis, Mallory-Weiss tear – Cameron erosions are found on the crest 
of gastric folds within a large hiatal hernia and are thought caused by mechanical trauma 

Unusual high risk causes of UGIB include 1) hemobilia (a/w TIPS/DIPS and ERCP), 2) 
pseudoaneurysms (a/w pancreatitis), 3) aortoenteric fistulas (a/w AAA repair) 

Causes of mid-GI bleeding (MGIB), which may present as melena or hematochezia, include 
angioectasias, Dieulafoy lesions, arteriovenous malformations, Crohn’s disease, pill-induced 
erosions, NSAID-enteropathy, malignancy, and ischemia – Dieulafoy lesons are submucosal 
arterioles that intermittently protrude through the mucosa and cause hemorrhage 

While NG lavage can confirm an upper source and presence of ongoing bleeding, it can be falsely 
negative in an estimated 15% cases of active bleeding.  The procedure has not be proven to 
improve outcomes; its necessity is controversial – Huang, Gast Endo, 2011; Kerlin, Ann IM, 2013  

Risk assessment and evaluation for triage management 
There are two main concepts to address when diagnosing the patient and stratifying 
risk: 1) what is the hemodynamic status? 2) what is the early risk score? 
 
Hemodynamics provide insight into the degree of blood loss and pt stability.  Exam should 
include vital signs, orthostatics, assessment of skin/mucosa, and a rectal exam  
 
• Hypotension (SBP < 90mmHg) suggests severe intravascular volume loss (> 50%) 
• Tachycardia (HR > 120 bpm) suggest severe intravascular volume loss (>30%) 
• Orthostasis indicates moderate intravascular volume loss (~25%) 
 
The International Consensus Upper Gastrointestinal Bleeding Conference Group advocates using 
a validated scoring system to triage of patients with UGIB.  The Glasgow-Blatchford and Clinical 
Rockall scoring systems are used for pre-endoscopic assessment – Barkun, Ann IM, 2010 
The full Rockall score incorporates endoscopic findings into the risk assessment 
 
A Blatchford score of 0 suggests a very low risk; a score of > 0 is moderate-high risk and likely 
necessitates early endoscopy; a score of 1 carries approximately 5% intervention rate, a score of 2 
carries approximately 12% intervention rate – Blatchford, Lancet, 2000 
 
A Rockall point score of 3-4 is intermediate risk and likely necessitates early endoscopy.  A score 
of > 5 is high risk and may justify ICU monitoring.  A score of 0-2 suggests a very low re-bleed 
score (estimated < 5%) 
 
Following stabilization, endoscopic evaluation is recommended within 24 hours for best 
outcomes; endoscopy should be performed within 12 hours for suspected variceal bleed; 
emergent endoscopy (< 6-8 hours) does not appear to further reduce risk – Lin, J Clin Gast, 1996 

Evidence for antisecretory and decompressive therapies 
In patients with peptic ulcer disease, pre-endoscopy PPI therapy reduces need for intervention 
and reduces length of stay; a meta-analysis found that high dose IV therapy (80mg IV bolus 
followed by 8 mg/hr for 72h post EGD) reduced risk of rebleeding and mortality – Sreedharan, 
Cochrane Rev, 2010; Lau, NEJM, 2007 
 
After endoscopy, pts with ulcers can be discharged on QD oral PPI and continued for 4-6 weeks – 
Gralnek, NEJM, 2008 
 
For variceal bleeding, octreotide in combination with EGD is recommended to control bleeding 
and reduce recurrence; give 50µg bolus f/b 50µg/hr IV for 3-5d – de Franchis, J Hept, 2010 

Common causes of lower GI bleeding 

Diverticulosis

Hemorrhoids

Colon polyps

Colon cancer

Ischemia

Angiodysplasia

Noninfectious colitis

Inflammatory bowel disease

Colon ulcer

Solitary rectal ulcer

Anal fissure

Infectious colitis

Radiation colitis

LGIB typically arises from the colon or anorectum (75%) and presents with bright red blood per 
rectum or red/maroon stool (hematochezia).  An estimated 20% arise from the upper GI tract and 
approximately 5% arise from the small bowel. 

The most common cause of LGIB is diverticulosis.  The second most common cause is internal 
hemorrhoids.  Other common causes include colonic polyps, cancer, inflammatory bowel 
disease, infectious colitis, ischemic colitis, angioectasias, external hemorrhoids, fissures, and 
radiation proctitis. 

In-hospital risk assessment for triage and management 
To date, there are no widely accepted validated scoring systems for risk assessment of LGIB.   

Features that tend to suggest more severe disease or higher risk include hypotension, tachycardia, 
syncope, persistent bleeding, drop in HCT, at least 2 comorbidities, coagulation disorders, 
advanced age, elevated BUN, use of antiplatelet agents or anticoagulants, non-tender abdominal 
exam, altered MS, persistent bleeding within first 4 hours of presentation – Kollef, Crit Care Med, 
1997; Strate, Arch IM, 2003 

• Supine hypotension (SBP < 100 mmHg) suggests severe volume loss  (> 50%) 
• Resting tachycardia (HR > 100 bpm) suggests moderate volume loss (>30%) 
• Orthostatic hypotension suggests moderate volume loss (15-25%) 

 
It is crucial to estimate the probability or rule out the prospect of an UGI source – signs of 
hemodynamic instability, UGI sx, high BUN or predisposing conditions should raise suspicion 
 
 Timing of endoscopy for suspected LGIB 
There is low quality evidence suggesting patients with LGIB should be evaluated using endoscopy 
within 24 hours of presentation –Scottish Intercollegiate Guidelines Network (SIGN), 2008 
 
Studies comparing endoscopy following stabilization and bowel prep (36-60 hrs) compared to 
“urgent” endoscopy (<12 hrs) do not indicate any incremental benefit (no difference in LOS, 
transfusion requirements, rebleeding rate, or mortality) – Green, Am J Gast, 2005; Laine, Am J 
Gast, 2010 

Rockall Score 
Item Pt 
Age (yr)  
> 80 2 
60-79 1 
< 60 0 
Shock  
SBP < 100 2 
SBP > 100 1 
No shock 0 
Conditions  
ARF, liver 
failure, CA 

2 

CHF, CAD 1 
None of the 
above 

0 

EGD findings  
Cancer 2 
Other dx 1 
No findings 0 
Stigmata  
Active 
bleeding, 
adherent clot, 
visible vessel 

2 

None of the 
above 

0 

 

Blatchford Score 
Item Pt 
BUN   
>25 6 
10-25 4 
8-9+ 3 
6.5-8+ 2 
< 6.5 0 
Hb  
<10 all 6 
10-12+ men 3 
10-12+ 
women 

1 

12-13+ men 1 
> 12 women 0 
> 13 men 0 
SBP  
< 90 3 
90-99 2 
100-109 1 
>110 0 
Other 
markers 

 

CHF 2 
Hepatic dis 2 
Syncope 2 
Melena 1 
HR > 100 1 

 

33% 
 
20% 
 
13% 
 
8% 
 
7% 
 
6% 
 
5% 
 
4% 
 
2% 
 
1% 
 
1% 
 
1% 
 
0.5% 

3% No 
source found 

5% Small 
intestine 

17% UGI tract 

75% Colon 
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