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Hepatopatie

MtDNA pochadzajuca z pecene sposobuje
nealkoholovu steatohepatitidu
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Intrahepatalna cholestaza

» ZvySend ecDNA - dalsSie poskodenie pecene
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Cell-free DNA is higher and more fragmented in intrahepatic cholestasis
of pregnancy’
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Hepatorenalne poskodenie

* Podanie deoxyribonukleazy znizuje ecDNA
nocas hepatorenalneho poskodenia u
ootkanov
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Alkoholova choroba pecene

e Zomreti
—n=15

* Prezivsi
—n= 18



EcDNA pri alkoholovej chorobe pecene
— potencionalny marker



Model For End-Stage Liver Disease (MELD) for ages 12
and older

The Model for End Stage Liver Disease (MELD) predicts survival for patients with advanced liver disease.

CLIF-C ACLF (Acute-on-Chronic Liver Failure) score and expected mortality rates
The United Network for Organ Shar  ACLF Grade, CLIF-C ACLF Score (ACLF patients) and CLIF-C AD Score {non-ACLF patients with Acute Decompensation)

system on January 11, 2016 thatis
determining the traditional MELD s o See score formula
score is adjusted by incorporating t

MELD Liver score
Bilirubin mg/d
Liver failure Yes Mo
Serum Bilirubin (mg/dL):
Creatinine mg/dl Kidney score

INR (International Normalized Re ) ) )
Renal replacement therapy Yes (| No Renal failure Yes  No

Serum Creatinine (mg/dL): Use of vasopressors S :
( & ) [Hepatorenal syndrome indication) Yes No

Did the patient have dialysis at le Brain score

prior week? West-Haven grade for HE o1 23004
Cerebral failure Yes Mo

Serum Sodium (mmol/L): Coagulation score

Coagulation failure Yes Mo

MAP mmiHg . _
Circulation score
- Use of vasopressors “ Yes ) No Circulation failure Yes Mo
[Circulatory failure indication)
* Pa0, (preferred)
Select one . Lung score




Metodika

 ecDNA Vv plazme

* ecDNA
— ncDNA
— mtDNA
— bakterialna DNA
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Vysledky



MELD
40=
30+
20=
10+ —_
0 I
Survived
p<0,0001

Exitus

1.0+

0.5+

0.0

ACLF

*kk

| |
Survived

p=0,0004

Exitus



GE/ml of plasma
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GE/ml of plasma
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Zhrnutie

* Klinické parametre — zhorsené pri zomretych



Zhrnutie

* Klinické parametre — zhorsené pri zomretych
* NcDNA — zvysena pri zomretych



Zaver

e Stav pacientov suvisi s ecDNA

* Heterogenita pacientov, maly pocet pacientov
- vplyv na vysledky
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