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Lower GI Bleeds are intra-luminal GI tract bleeds 
that occur anywhere distal to the ligament of Treitz 
(transition between duodenum and jejunum)

How do the  5 “Risk factors for lower GI 
bleeds” actually cause Lower GI Bleeding?

1. Family history of 	
colorectal cancer (CRC)

2. Liver cirrhosis 3. Blood clotting defect 
(genetic disorder, ASA use)

4. NSAIDs 5. Prior lower 
GI bleeds

Patient is at ↑ 
risk for CRC

↓ clotting ability 
of the blood

Large spleen 
sequesters 
platelets

Epithelium of 
the lower GI 
tract is unstable

↓ Prostaglandin 
synthesis (systemically)

↓ Epithelial 
protection along 
entire GI tract

If pt develops CRC, 
malignant tissue invasion 
of the colon wall could 
disrupt blood vessels 
causing bleeding

If bleeding is severe, the 
transit of blood through 
the GI tract can be rapid

Portal hypertension
 (high blood 
pressure in the veins 
running from the GI 
tract to the liver)

Damaged liver 
tissue restricts 
bloodflow 
through liver

↓ synthesis of 
blood clotting 
factors (i.e. 
fibrinogen)

↑ Risk for lower 
GI bleeds

Esophageal 
varices

Rectal 
varices

Splenomegaly: 
blood backing 
up into spleen, 
enlarges spleen

Hematochezia 
(bright red blood 
per rectum)

Can bleed; 
but are rare

Makes GI tract lining 
more likely to bleed

Ask the patients about these 5 
risk factors when they present 
with a lower GI bleed!



Both conditions share similar features:
•	 Both are common, and their prevalence increases with age.
•	 Are relatively benign and most are easy to treat (80% stop w/o intervention)
•	 Both present without pain in a previously-well patient
•	 Together, account for 50-80% of lower GI bleeds (diverticulosis  >  angiodysplasia
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↑ age weakens the circular 
muscles strutting the colon

Colon wall form little out-
pouchings (diverticuli)

Older age

Renal 
failure

Autoimmune 
diseases

AngiodysplasiaDiverticulosis

Abnormal 
angiogenesis

vWF deficiency

Unclear mechanisms

Gradual expansion of 
diverticuli over time 
thins the diverticular wall

Capillaries  within 
diverticuli burst and leak 
blood into the colon lumen

Stretching of colonic serosa 
stimulates somatic sensory 
nerves innervating the colon

These patients tend to 
have “arterial-venous 
malformations”  that rise up to 
the mucosa of the lower GI tract

Bacteria have more 
time to metabolize the 
undigested materials, 
producing gas

Trapping of feces into 
the colonic diverticuli

Irritation of these vascular 
malformations leads to bleeding 
into the GI tract lumen

High intracolonic pressure

Bloating, cramping
(But most often 
PAINLESS)

Lower GI bleed 
(usually stops by itself)

Lower GI Bleed 
(occult, slow, asymptomatic, large-
volume blood loss, usually associated 
with iron deficiency anemia)

Irregular 
defecation

Flatulence


