Hepatobiliarni trakt a sepse.
Pohled patologa
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Sepse/patolog

Klinicky udaj/diagnéza — nova x verifikace
Organové postizeni (ledviny, mozek, jatra)-
makroskopicky nalez, mikroskopicky nalez
Patofyziologie

Limitace role patologa
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Hepatobiliarni sepse

* Casta — obstrukce (cholecystolitiaza, tumor)
cholangitis

* Celkem 24% intraabdominalnich sepsi (pacienti nad
65 let - 12% intraabdominalnich sepsi)

Acute (Ascending) Cholangitis

A clinical syndrome characionized by bever, jaundice, and
nbsdomiinal pain that develops as a resulf of stasls and Infection
In1 tha blllary tract
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+ Broad-specinem antibiotics [0.g, Ampicilin-subacinm)

+ Bilary drainage [(o.g. EACH)
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Sepse/jatra

yLiver — guardian, modifier and target of sepsis“

* Organova dysfunkce — komplikace sepse (host
response — double sword — odstranéni
bakterii/toxinl x posSkozeni organu)

* Sepse indukuje reprogramovani jaterniho
transkriptomu (biotransformace, kanalikularni
transport, porucha exkrece)
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Pro-inflammation
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Immunosuppression
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Dapletion of Immune effector cells
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Loss of contral of infection,
susceptive to reinfection

Pathogen persistence
and superinfection

Saptic death
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Sepse/jatra

,Host response” zprostredkovana

* Kupferovy bb (uvolnéni cytokina, ROS, NO — indukce
posSkozeni hepatocytli a LSEC)

* Neutrofily (uvolnéni chemokinu, cytokinu — indukce
poskozeni hepatocytli a LSEC)

* Hepatocyty — poskozeni — porucha transportu

* LSEC (Liver Sinusiodal Endothelial Cells) ng o
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Hepatocytes } Prainflammatory cytokines
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[ Normal liver ]
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Hepatobiliani sepse
Mikroskopie

* Biopsie (kontraindikace?)
* Pitva

* Histologicky nalez — steatoza, cholangioitis,
cholestaza (intrahepatocytarni)

« MICROSCOPIC.

OTHER TYPES OF SHOCK

Leukostasis of neutrophils in sinusoids Leukocytic infiltration of
the acinocentral arcas

Formation of intrasinusoidal fibrin agerezations

Intraparenchymal haecmorrhages Liver cell necrosis
Cholestatis without demonstrable extrahepatic {P}'TWIE"“H el
obstruction shock)

Enlargement of Disse spaces with swelling of Kupffer
cells







Hepatobiliarni sepse
Makroskopie

* Chuda!

* GROSS:
v’ Enlarged with tense capsule and rounded edges

v’ Spotty haemorrhages (DIC)

FIIZ{I._HTH] HE!'.'!-I.':II.'F-JIEE OETRAVA




Hepatobiliarni sepse

Kultivace zluci — autopsie - novy podneéet?

Common microorganisms isolated from bile cultures
among patients with acute biliary infections

lsolated microorganisms Proportions of isolated
from bile cultures organisms (%)

Gram-negative organisms

Excherichia coli 3144
Klebsiella spp. 9-20
Pseudomonas spp. (1.5-19
Enterobacter spp. 59

Acinetobacter spp.
Citrobacter spp.

Gram-positive organisms

Enteracoccus spp. 3-34
Streprococcus spp. 2-10
Staphvlococcus spp. 0"
Anacrobes 4-20
Others

Modified from the 2018 Tokyo Guidelines PMID 29090866
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Take home message

sepsis

|

Injured liver —— Impaired —— DICand
coagulation system blecding

Dvsregulated

Impaired

detoxification

Toxin and drug &——

accumulation

immune response Altered bilirubin Altered metabolic
mctabolism or respanses:
bile acid excretion Hyper/Hypo-glycemia
1 Insulin resistance
Abuse inflammation Immunosuppression Glyconeogenesis
l J. faundice, cholestasis Glycogenolysis
Glycogenesis

Bacterial translocation

. ; Proteolysis
secondary infection -

|

Impaired nutrition and
energy supply to body

Organ damage

Yan J et al. The role of the liver in sepsis. Int. Rev. Inmunol. 2014
Strnad P et al. Liver — guardian, modifier and target of sepsis. Nat. Rev. Gastroenterol. Hepatol. 2017
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