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LA CIRROSI

“Fegato duro”

Definizione ISTOLOGICA
ALTERAZIONE DIFFUSA DEL FEGATO FIBROSI+NODULI RIGENERATIVI

Libro III, Delle malattie del ventre, Lettera XXXVIII,

Dell’Idropisia ascite, della Timpanite, dell’Idropisia del peritoneo
e di altre idropisie dette saccate)



EPIDEMIOLOGIA

• 1,6% epatopatia cronica (3,9 milioni, USA 2015)

• 49500 morti anno cirrosi (USA, 2010)

• 19500 morti anni carcinoma epatico (USA)

• 8° causa di morte (USA)

• 2 Bilioni dollari costi+10 bilioni costi indiretti



Architettura Macroscopica

Architettura Microscopica



NORMAL LIVER CIRRHOTIC LIVER





Cirrosi Micronudulare (es etilica) Cirrosi Macronudulare (es epatiti)

Macronoduli >3 mm



Noxa patogena





Fegato normale

Fegato cirrotico



METODICHE
QUANTIFICAZIONE FIBROSI



LIVER BIOPSY



• Onde elasticherigidità strutture epatiche

(fibrosi (kPa, normale 5,3 kPa).

• Cilindro epatico (4,0 cm lung. Ed 1 cm spessore)

• Velocità onda elastica proporzionale fibrosi

• kPa >7,6 fibrosi significativa.

FIBROSCAN



EZIOLOGIA

VIRALE
Epatite B-C (10%)

TOSSINE
Alcol (60-70%)

Farmaci (alfa-metildopa,
amiodarone, isoniazide,

methotrexate, triglitazone,
vitamina A….)

Erbe

METABOLICHE Acquisite
Epatosteatite (10%)

METABOLICHE Congenite
Emacromatosi (5-10%)

Tyrosinemia
Galattosemia
Glicogenosi

Wilson
Porfiria

Deficit akfa1antitripsina

AUTOIMMUNI
Epatiti autoimmune tipo 1,2

e 3

COLESTASI
Colangite primitiva

Colangite scelrosante
Colagiopatie congenite

CARDIOGENA



30 grammi die uomo
20 grammi die donna



Diagnosis distribution among patients with an incident diagnosis of compensated cirrhosis in HealthCore, 2006-2014

Diagnosis distribution among patients with an incident diagnosis of chronic liver failure in HealthCore, 2006-2014

Diagnosis distribution among patients with an incident diagnosis of hepatocellular carcinoma in HealthCore, 2006-2014

















SOSPETTO CIRROSI

- Soggetti a rischio (etilisti, epatite
virale)

- Stigmate cliniche (ittero, ascite…)

- Reperti laboratorio alterati casuali

- Reperti strumentali alterati casuali







Terry nails Dupuytren's contracture







Hemochromatosis on magnetic
resonance imaging







FATTORI PROGNOSTICI





COMPLICANZE CIRROSI

CIRROSI

IPERTENSIONE
PORTALE

DISFUNZIONE
EPATOCITI E
COLESTASI

HCCASCITE

VARICI ESOFAGEE

PBS

SER

ENCEFALOPATIA

CARDIOPATIA

SDR EPATOPOLMONARE





Jepsen, P., Ott, P., Andersen, P. K., Sørensen, H. T. and Vilstrup, H. (2010), Clinical course of alcoholic liver cirrhosis: A Danish population-
based cohort study. Hepatology, 51: 1675–1682. doi:10.1002/hep.23500.



IPERTENSIONE PORTALE

1. VARICI ESOFAGEE

2. VARICI GASTRICHE

3. EMORROIDI

4. CIROLI PARIETALI
(TORACO-
EPIGASTRICI

5. SPLENOMEGALIA



ECOGRAFIA IPERTENSIONE PORTALE













VARICI ESOFAGEE

-Circa 50% pz con cirrosi hanno varici (prevale Child B-C).

- In 1 anno quota di sviluppo 7% e sanguinamento 12%.

- Rischio maggiore di sanguinamento (grandezza, segni rossi, Child B-C, HVGP>10 mmHg).

- Tasso di risanguinamento nel 1° anno 60%.

-Tasso mortalità dopo sanguinamento nelle 6 sett 15-20%.



VARICE F2
(<2/3 lume,

tortuose

Esofago normale

VARICE F1
(<1/3 lume,

lineare)

VARICE F3
(centro lume)

Sanguinamento



Segni rischio sanguinamento (segni rossi, ectasia venosa
ed ematocisti)

VARICI GASTRICHE





Emorragia Acuta

TARGET
Hb 7-8 g/dl









Sonda Sengstaken-Blakemore



ASCITE

• La mortalità ad 1 anno è circa 40% e 50% a 2 anni.

• Paracentesi diagnostica (esordio ascite grado 2-3, peggioramento
ascite o altre complicanze cirrosi).

• Fattori predittori di cattiva prognosi (iponatremia,
ipotensione,incremento creatinina, bassa sodiuria)





TRATTAMENTO
ASCITE

• Restrizione moderata sodio (sodio 80–120 mmol/die, 4.6– 6.9 g di sale/die).

• Restrizione idrica quando presente. Iponatremia.

• Spironolattone inizia 100 mg/die fino massimo 400 mg/die. Non risposta (riduzione
peso di meno di 2 Kg/settimana o sviluppo iperkaliemia, si aggiunge furosemide inizia
40 mg/die al massimo 160 mg/die.



8 g albumina/1 lit. liquido estratto



TIPS o TRAPIANTO

• Diuretic-resistant ascites Ascites that cannot be
mobilized or the early recurrence of which cannot be
prevented because of a lack of response to sodium
restriction and diuretic treatment

• Diuretic-intractable ascites Ascites that cannot be
mobilized or the early recurrence of which cannot be
prevented because of the development of
diureticinduced complications that preclude the use of an
effective diuretic dosage



ENCEFALOPATIA EPATICA

Type A: hepatic encephalopathy occurring in the setting of acute liver failure
•Type B: hepatic encephalopathy occurring in the setting of portal-systemic bypass with no intrinsic hepatocellular disease
•Type C: hepatic encephalopathy occurring in the setting of cirrhosis with portal hypertension or systemic shunting



Vilstrup, H., Amodio, P., Bajaj, J., Cordoba, J., Ferenci, P., Mullen, K. D., Weissenborn, K. and Wong, P. (2014), Hepatic encephalopathy in chronic liver disease:
2014 Practice Guideline by the American Association for the Study Of Liver Diseases and the European Association for the Study of the Liver. Hepatology, 60:
715–735. doi:10.1002/hep.27210

HE Precipitating
Factors



Multifactorial



Putative Mechanisms Underlying Hepatic

Encephalopathy and Brain Edema.



TRATTAMENTO ENCEFALOPATIA EPATICA
• The goal of initial management of hepatic encephalopathy is to reduce

ammonia absorption from the intestinal lumen with the use of lactulose or
lactilol. These nonabsorbable disaccharides have laxative effects and
change the gut microbiome to non–urase-producing bacteria, reducing
intestinal ammonia production (25 ml twice daily)

• Intravenous l-ornithine–l-aspartate lowers ammonia levels by providing
an alternative substrate for the urea cycle; its use is considered in patients
who do not have a response to lactulose.

• Probiotics (e.g., yogurts with lactobacillus or saccharomyces) have been
shown to prevent or ameliorate hepatic encephalopathy in patients with
cirrhosis.

• Infection, which could precipitate gastrointestinal hemorrhage and
dehydration, should be treated, and correction of hyponatremia and
hypovolemia is warranted

• For recurrent hepatic encephalopathy in patients with cirrhosis, rifaximin
(550 mg twice a day), which alters gut microbiota, is added to lactulose.

• For patients with hepatic encephalopathy and cirrhosis who do not have a
response to standard treatments, large portosystemic shunts are
considered. End-stage liver disease can be an indication for liver
transplantation.













Major diagnostic criteria
for hepatorenal syndrome

• Cirrhosis with ascites

• Serum creatinine > 1.5 mg/dL

• No improvement in serum creatinine (decrease to
a level of <1.5 mg/dL) after at least 2 days with
diuretic withdrawal and volume expansion with
albumin. The recommended dose of albumin is
1 g/kg of body weight per day up to a maximum of
100 g/day

• Absence of shock

• No current or recent treatment with nephrotoxic
drugs

• Absence of parenchymal kidney disease as
indicated by proteinuria >500 mg/day,
microhematuria (<50 RBC/high power field)
and/or abnormal renal ultrasonography

• Urine volume < 500 mL/24 h

• Urine sodium <10 mEq/L

• Urine osmolality greater than plasma
osmolality

• Urine red blood cells < 50 per high
power field

• Serum sodium <130 mEq/L

Minor diagnostic criteria
for hepatorenal syndrome



PROGNOSI HRS

Munoz S. Medical Clinics of North America July 2008



Causes of AKI in pts with cirrhosis

• Acute tubular necrosis (41.7%)

• Pre-renal failure (38%)

• Hepatorenal syndrome (20%)

• Post-renal failure (0.3%)







The management of type 2 hepatorenal syndrome

The management of type 1 hepatorenal syndrome



HCC
• Incidenza in aumento (1,5 milioni nuovi casi anno

• 5 causa tumore uomo. 7 donne.

• 3 causa mortalità per tumore

• Principale causa HBV-HCV.

• Cofattori: obesità, diabete, NALFD, alcol.

PREVENZIONE

- Ecografia 6 mesi

- alfaFP
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