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BACTERIAL LINKS

The gut and liver are inti
in respense to diet, and such

d. Bacterial i living in the gut change their composition
activity might contribute to liver-cancer risk and progression.

bacterial
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2 Chronically high  LPS binds to immune

levels of DCA and ~ receptors called TLRs,

LPS can increase  l=ading to inflammation
cancer risk. in the liver.

_ Gall bladder

The liver produces digestive
cher mal

bile ! !
in the gall bladder and the: Hepatic portal vein
.~ released into the intestines
=W during a meal 4
Nutrients, bile acids
and bacterial by-products,
including LPS and D
ass into the i
CA causes
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- 2 When exposed to a high-fat diet, populations of
Intestine Firmicutes bacteria rise. Many of these bacteria produce
- | LPS, and some of them convert primary bile acids to
// secondary bile acids, including the toxic DCA
Firmicutes I:\a-:teria\\‘ 7

Other phyla of bacteria "2 DCA, deorycholic acld; LPS, lipopolysaccharide; TLR, Tel Hike receptor.
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