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Conflicto de intereses:

* Ninguno para esta presentacion.




Cirrosis en
Cuba;

Figure 2: Liver cirrhosis mortality rate and forecast. Cuba,
1987-2025
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Grafico No 6. Principales causas de muerte segun sexo.

Cuba 2022

Lesiones autoinfligidas intencionalmente =

Cirrosis y otras enfermedades crénicas del higado =

Diabetes mellitus I Femenino

m Masculino
capilares

Enfermedades cronicas de las vias respiratorias

inferiores [

Accidentes ——

Influenza y neumonia ——

Enfermedades cerebrovasculares !
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e Pedroso P. MEDICC Review 2020; 22(4)
* Minsap, Anuario estadistico, 2022
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Definicion:

* Clasificacion Internacional de Enfermedades (CIE-10):
condicion cronica caracterizada por |la fibrosis extensa y
la formacion de nédulos regenerativos en el higado.
Esta alteracion estructural del higado lleva a una
disfuncion hepatica significativa y puede resultar en

complicaciones como la hipertension portal y Ia
insuficiencia hepatica.

Estadio final de la enfermedad

Concepto h roe ;s . d
histopatoldgico epatica cronica, que conduce
invariablemente a la muerte si Caracter
no se produce el trasplante irreversible

hepatico.



Los conceptos cambian:

 Enfermedad heterogénea.
 Enfermedad dinamica.
 Enfermedad con distintos estadios.

¥

Caracteristicas propias:

* Clinicas
Bidireccional e Histoldgicas
. ., .
Avanzar Regresar Hemodlinamlcas
(progresar) * Pronosticas

ENFERMEDAD HEPA¥ICA CRONICA AVANZADA



Estadios de la cirrosis:

E"::;’;‘t‘:f:d Enfermedad hepatica créonica avanzada (cirrosis) F4

cronica no
cirrosisFl1a F3

= »

Cirrosis compensada Cirrosis descompensada

Hipertension portal

, . Primera Gravemente
clinicamente

descompensacion descompensada

Hipertension
portal subclinica

significativa
1 evento: > 2 eventos o
* Ascitis complicaciones
o : * hemorragia PBE, AKI, etc
Complicaciones Ninguna : : . ( )
digestiva
* encefalopatia
hepatica

- T T

Supervivencia
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% surviving

Median survival
~15 years

Median survival

“15ym
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377 309 251 186 141
494 344 261 190 144
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Enfermedad hepatica cronica
avanzada compensada:

Cirrosis + fibrosis avanzada + GPVH >5 mmHg

EHCAC

Riesgo de desarrollo de:
* Varices esofagicas
 Descompensacion

* Descompensacion tras cirugia
 CHC

Las cifras de albumina y el puntaje de MELD son
predictores independientes de descompensacion

Sin varices J— Con varices

50-60%

De Franchis 2015 (Baveno VI)



Estadios de la cirrosis:

Enfermedad
hepatica
cronica no
cirrosis FO a F3

= »

Enfermedad hepatica crénica avanzada (cirrosis) F4

Cirrosis compensada Cirrosis descompensada

Hipertension portal

, . Primera Gravemente
clinicamente

descompensacion descompensada

Hipertension
portal subclinica

significativa
1 evento:
* Ascitis
: > 2 eventos o
o : * hemorragia .
Complicaciones Ninguna : . complicaciones
digestiva
, (PBE, AKI, etc)
* encefalopatia
hepatica

Supervivencia ‘ >15 anos >2 afos 9 meses

Presion portal 3.5 >10 212 >20
(mmHg)




Medidas de la presion port

— t
* Clinicamente significativa: 10-12 mmHg.
* Riesgo de ascitis y hemorragia digestiva.

* Leve o subclinica: 6-9 mmHg.—

* Grave: >12 mmHg.
* Riesgo de hemorragia digestiva.

* Muy grave: >16 mmHg.
* Riesgo de morir.




Probabilidad
de
Descompensacion

1.0
o
s
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6 - . —
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2 c GPVH 210 mmHg _ =
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= -
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em—ar:
28 -
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= " GPVH < 10 mmHg
E 0.2+ -~
L& J , -
-*
0.0 T T T T T T
0 12 24 36 48 60 72 84 96
months

HVPG <10 mmHg
At risk 79 72 66 55 44 32 14
Events 0O O 2 4 6 (5] 8
HVPG = 10 mmHg
At risk 134 112 86 73 49 34 3
Events O 15 29 33 44 47 54

Ripoll et al. Gastroenterology. 2007; 133(2):481-88

p<0,01
RR: 3,95
(2,29-6,83)



HTP clinicamente significativa:

. . . Signos ecograficos:
Signos clinicos: 8 g

e Circulacién colateral * Presencia de circulacion colateral: vena

paraumbilical recanalizada, circulacion

* Esplenomegalia esplenorrenal espontanea y dilatacion de

las venas gastricas cortas e izquierda.

Laboratorio:

+ Trombocitopenia * Flujo portal hepatofugo.

Endoscopia:

e Varices esofagogastricas
* Gastropatia hipertensiva portal




¢ Qué mas sucede en el cirrotico

compensado?
circulacién hinerdinamica:

Calculadora del indice cardiaco

Autor: Neo Huang Revisado por: Nancy Deng

Ultima Actualizacién: 2024-10-03 15:52:22 Uso Total: 5748 Etiqueta: m

Convertidor de Unidades ¥

Gasto cardiaco (L/min):

0

https://www.rccc.eu/ppc/calculadoras/PAM.htm

Superficie corporal (m?):

0

B~ |

Presion arterial media

TAS (mmHg) TAD{mmHg)

TAM mas baja
TAM= (2XTAD)+TAS/3 (70-105 mmHg)

IC mas alto % Calcular  x Borrar

GC
T _ : 2
IC_ASC (2,5-4,0 L/min/m?)



https://www.rccc.eu/ppc/calculadoras/PAM.htm

Fracaso hepatico agudo sobre cronico
(Acute on Chronic Liver Failure, ACLF)

Nuevo concepto de descompensacion hepatica aguda:

(Estudio CANONIC)
1[\' T Tradtional AD (n = 1,047)
0.6 ——

- B

1
\ Log-rank test: p <0.0001

:
2 \\
;! b 0.7
i |_I ,—I g H‘“H.
M | | 0.6 L""-.,EL ACLF (n = 302)

NO ACLF ACLF-1 ACLF-2 ACLF-3

Descompensacion 1.0+
Aguda de la
cirrosis

—_—

Mortality rate (%)
ccB888883888

Fallo de érganos

Alta mortalidad a corto plazo

o i [ 28-DAY MORTALITY I 90-DAY MORTALITY 0.6

¥ ] ] ] | L] ] L] L] ]
(> 15% a los 28 dias) T T T Y T T
Time from study inclusion (days)

Moreau R. Gastroenterology 2013; 144 (7):1426-1437



The Chronic Liver Failure-Consortium Organ Failure scale

Organ system Variable Scale
1 point 2 points
Liver Bilirubin
<6.0 26.0t0 <12.0 212
(mg/dl)
Kidney Creatinine <15 >3 5
(mg/dl) 1510 <2.0 L2005 or use of RRT
Cerebral HE grade (West 0 =1V or
Haven criteria) endotracheal
intubation for
HE
Coagulation INR <2.0 220t0<25 225
CHCwaon MAP (mm Hg) 270 <70 Use of
Vasopressors
Respiration PaO_/FiO, >300 >200 to s300 200
SpO,/FiO, >357 >214 to <357 s214

Or use of
mechanical
ventilation

https://efclif.com/research-infrastructure/score-calculators/clif-c-of-aclf-ad

.# CLIF-C OF score

calculator



https://efclif.com/research-infrastructure/score-calculators/clif-c-of-aclf-ad
https://efclif.com/research-infrastructure/score-calculators/clif-c-of-aclf-ad
https://efclif.com/research-infrastructure/score-calculators/clif-c-of-aclf-ad
https://efclif.com/research-infrastructure/score-calculators/clif-c-of-aclf-ad
https://efclif.com/research-infrastructure/score-calculators/clif-c-of-aclf-ad
https://efclif.com/research-infrastructure/score-calculators/clif-c-of-aclf-ad
https://efclif.com/research-infrastructure/score-calculators/clif-c-of-aclf-ad
https://efclif.com/research-infrastructure/score-calculators/clif-c-of-aclf-ad
https://efclif.com/research-infrastructure/score-calculators/clif-c-of-aclf-ad
https://efclif.com/research-infrastructure/score-calculators/clif-c-of-aclf-ad
https://efclif.com/research-infrastructure/score-calculators/clif-c-of-aclf-ad
https://efclif.com/research-infrastructure/score-calculators/clif-c-of-aclf-ad
https://efclif.com/research-infrastructure/score-calculators/clif-c-of-aclf-ad

Historia natural

HIPERTENSION PORTAL
CLINICAMENTE SIGNIFICATIVA

Enfermedad
hepatica cronica Cirrosis
avanzada descompensada
compensada

N

Ascitis
Encefalopatia
Hemorragia
digestiva

Descompensacion
ulterior

Trasplante
hepatico

*

N

Ascitis: PBE, Ascitis refractaria, hiponatremia
dilucional, IR/AKI
Encefalopatia persistente
Hemorragia digestiva recurrente
Disfuncion inmune



Cambios en el paradigma diagnostico:

Biopsia hepatica

* [nvasiva

* Riesgo de complicaciones

* Error de muestreo

* Variabilidad interobservador

* No aceptada para uso secuencial

* Ha quedado para situaciones
especificas, sobre todo cuando
hay dudas diagnosticas.

Medida de la rigidez hepatica:

 Elastografia
e De transicion
e Por onda de cizallamiento
* impulso

 Biomarcadores
* Directos
* |Indirectos




La prueba de oro: la biopsia hepatica

e Invasiva ® Error muestreoe Variabilidad interobservador



Clasificacion de la HTP segun

elastnnrafia-

5 kPa 10 kPa 15 kPa 20 kPa 25 kPa
T |

+ Plaquetas > 150.000
Se excluye HPCS

+ Plagquetas < 110.000 + Plaquetas < 150.000
Probable HPCS Probable HPCS |—

Se asume HPCS

Se excluye enfermedad Enfermedad hepitica
hepitica crdnica avanzada cronica avanzada



Assess for risk factors and signs of cirrhosis

Risk factors Signs of cirrhosis in the presence of chronic liver disease
* Obesity * Type 2 diabetes # Terry nails? * Gynecomastia # Caput medusa
# Hepatitis C = Alcohol use disorder » Facial telangiectasia + Testicular atrophy = Jaundice

#* Hepatitis B+ Other chronic liver disease » Decreased body hair  « Palmar erythema

-

Determine Fibrosis-4 Index (FIB-4) score JAMA May 9, 2023 Volume 329, Number 18

FIB-4 score calculation
Aspartate aminotransferase (AST) multiplied by age, divided by the platelet count
multiplied by the sguare root of the alanine aminotransferase (ALT)

Suggestive results: FIB-4 score 21.3 or 22.0 if patient is aged >65 years

.

Determine liver stiffmess measurement (LSM)

Elastography testing selected based on patient BMI

BMI =40 Vibration-controlled EMI =40 Magnetic resonance
transient elastography (VCTE) elastography (MRE)

Suggestive results: High LSM (215 kPa on VCTE or 25 kPa on MRE)

.

Confirm diagnosis of cirrhosis with FIB-4 and LSM results

Highest degree of certainty: Requires further confirmation: Cirrhosis is unlikely:
FIB-4 score 22.67 and high LSM | : | FIB-4 score <2.67 and highLSM || FIB-4 score >2.67 and low LSM
| : T : T




NAFLD Calc
Dr S J Gibson

FIB-4 267

Age (years) AST level (U/L)

O C D

Platelel count
(10°1L) ALT (UIL)

GEDLIED

Angulo P et al. Hepatology. 2007;45:846-54

Higado graso no
alcohdlico puntuacidn de
Fibrosis, Bard y F

L a & 8 &

FIE-4

Medical Calcu
|OBear

El mas simple
conveniente y facil de

usar calculadora n

LB & & &

LiverCalc™

Medical Calcul ScyMed Inc.

B. Technology

Medical Calcu
|OBear

Calculadora médica He ologia y
adora m Hepatologia y
proporcionan formulas : :

El mas simple
conveniente vy facil de

usar calculadora n

Calculadoras

para diferentes tip
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1.0
— FIB-4
— APRI
King's score
085 — Lok incex
Fom's index
— AAR
Fl
o, 0.5
=
-
-—
]
-
QD 04-
]
0.2+
00 T T T T
0.0 0.2 0.4 0.6 0.8 10
1-specificity

Diagnostic efficacy of noninvasive liver fibrosis indexes in predicting portal hypertension in patients with cirrhosis
Wang L. PLOS ONE 2017. 12(8): e0182969



Impacto de la fibrosis:

1.0 100 12
~=——=u.. Nofibrosis
) Fibrosis escasa
i; 0.8 . (FO-F2)
2 P= 238 ¥
£ 06 2 9r Fibrosis avanzada
i e :on-::::, :: :-)) E Cirrosis
> .1 Non- k + . " i
% 0471 | - NASH, Fib () P 29 (F3-F4)
= I NASH, Fib (+)
£ —- Censored
3 0.24 | -+~ cCensored N f=
~ Censored
—— Censored ‘ I I I I I | I ]
0.0+
T T T T T 0 1 2 1 4 § 6 7 B
0 5 10 15 20

Follow-up (years) Time,y

Angulo et al. Gastroenterology 2015; 149 (2)

Corpechot C. Clin Liver Dis 2016. 20:143-158



El control del factor etioldgico:

Tratamiento de las
Virus B. C. D complicaciones

Alcohol,
EHNA, otras

Insuficiencia Trasplante
Cirrosis Cirrosis Hepatica Hepatico
Compensada Descompensada  crdnica Muerte
FHAC

Control de los mecanismos
involucrados en la fisiopatologia

Tratamiento del
Agente causal



Stage of
CLD

Fibrosis stage

Portal

hypertension
(PH)

HVPG

Fibrous septa

Regression
with SVR**

Mostwill
regressto
non-
fibrotic

Clinical
decompensati
on postSVR*

Garcia-Tsao G. Hepatology. 2018 May ; 67(5): 1651-1653.



Supervivencia:

Supervivencia acumulativa

Funcion de supervivencia

1.0

0.5

0.6

0.4

0.2+

0.0

media de supervivencia global: 4.8 afos

M Funcian de supervivencia
—+— Censuracdo

(IC 95%: 4.79-4.90).

] | [ T I
1.0 2.0 3.0 4.0 5.0

TiempoSeguimiento (afios)



Evolucion humoral en el tiempo

160

148,2 Tanto para VHB como para VHC
140 136 139,9
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Evolucion de la fibrosis segun la
etiologia

3,5

2,5

N

puntos

0,5

0,9

APRI

Global

0,6

H Inicio M Final

3
I |

FIB-4

puntos
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2
1,
0

5

3

)5

Etiologia

3
I |
VHB
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Funciones de supervivencia
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El concepto de la recompensacion:

o What is known o Factors linked to improvement:
_ | Disease severity at decompensation Hepatocellular
Q Open questions | Less pronounced portal hypertension carcinoma

| Lower BMI

¢ Female sex 0 Risk remains after aetiological cure

/Hepatic Recompensation\ o ? Risk after recompensation

v" Aetiological cure
v" Resolution of ascites & HE

I v" No bleeding event >12 months Long-term outcome
g Im (ovementetliernineton Aetiological cure decreases risk for

liver-related events
? Survival after recompensation
/ ? Prognostic markers/scores

Q ? Aetiological cure in non-alcohol-
related and non-viral aetiologies

\

Decompensated Disease

6 Potential additional factors:
? Genetics
? Molecular targets
? Impact of NSBB therapy

0 Aetiological cure reduces portal pressure

0 ? Persistence of CSPH after recompensation
? Discontinuation of NSBB therapy

Reiberger T. Dig Liver Dis 2023. 55 (4):431-441



Cirrosis recompensada:

* Resolucion de todas las manifestaciones clinicas.
* Ascitis: sin uso concurrente de diuréticos.
* Encefalopatia: sin usar medicacion profilactica.
 Hemorragia por varices: sin sangrado recurrente por al menos 1 afo.

* Supresion/control del factor etiolégico.
* Mejoria de la funcidn de sintesis hepatica (albumina, INR, bilirrubina).



Mortalidad por causa hepatica
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Hofer BS. Liver Int. 2023; 43(10):2220-2231



Objetivos terapéuticos:

Enfermedad
hepatica
cronica no

Enfermedad hepatica crdnica avanzada (cirrosis) F4

Cirrosis compensada Cirrosis descompensada

cirrosis FO a F3

Hipertension portal

Hipertensidn portal . . Primera Gravemente
. clinicamente .,
subclinica - g . descompensacion descompensada
significativa
1 evento:
* Ascitis
. hemorragia > 2 eventos o
Complicaciones Ninguna . . : complicaciones (PBE,
digestiva
, AKl, etc)
* encefalopatia
hepatica

>15 anos >2 anos 9 meses

Prevenir la recurrencia de la
descompensacion
Reducir la mortalidad

Tratar el factor Prevenir la
etioldgico descompensacion

Objetivos del
tratamiento




Tratamiento de la cirrosis
descompensada:

Hemorragia aguda Varices esofagicas . .
g . 8 . 8 ! Ascitis refractaria
por varices hemorragia previa

. I o
Li + ,
, |ga.c!u.ra Betabloqueadores Paracentesis de gran
12, Linea antibioticos + .
+ ligadura volumen
vasopresores
. . .
2da. Linea TIPS TIPS TIPS
Objetivos: Objetivos: Obj e“V?S:
. . . recurrencia de
hemostasia hemorragia varicosa Sscitis
mortalidad ¢ Mortalidad?

¢ Mortalidad?



Tratamiento de la cirrosis
descompensada:

Ill.l"

: Variceal bleeding -
= i T
Variceal band Ligation Iransjugular intrahepatic
Intravenous octreotide portosystemic shunt (TIPS)
Antibiotics plus '
nonselective B-blockers
Decompensated : Spontaneous Hepatorenal
cirrhosis : Ascites bacterial peritoniti syndrome
= I T T
Aldosterone- Antibiotics lerlipressin
antagonists plus albumin Norepinephrine

plus diuretics
LIPS

Falls
Hepatic encephalopathy Trauma Coma

-

Lactulose Rifaximin High-protein diet




Prevencion de la descompensacion:

Cirrosis Cirrosis Cirrosis

$ $ $
GPVH Varices Rigidez hepatica

210 mmHg )) (Circ. Colateral) ))) 2 25 KPa
¥ ¥ ¥

B-bloqueadores B-bloqueadores B-bloqueadores



EXISTING PARADIGM

Compensated cirrhosis

Upper endoscopy”

No varices Moderate/large
varices

NSBB NSBB or EVL
(optional)

Endoscopy
q2yrs

If patient is intolerant or has
contraindications to NSBB

GOAL: Prevention of variceal hemorrhage

https://doi.org/10.1053/j.gastro.2021.04.077



https://doi.org/10.1053/j.gastro.2021.04.077

Placebo group  B-blockers Risk (95% CI)* p valuet
(n=101) group (n=100)
Decompensation or death
Overallt 27 (27%) 16 (16%:) 0-51 (0-26-0-97) 0-0412
Secondary outcomes
Ascites 20 (20%) 9 (9%) 0-42 (0-19=0-92) 0-030
Gastrointestinal bleeding 3(3%) 4 (4%) 1-52 (0-34-6-82) 0-61
Overt hepatic encephalopathy 0 (15 %) 4 (4%) 0-92 (0-40-2-21) 0-98
Death from any cause 11 (11%) 8 (8%) 0-54 (0-20-1-48) 0-23
Varices 56 (56%) o8 (58%) 1-15 (0-65=2.02) 0-72
High-risk varices§ 25 (25%) 16 (16%) 0-60 (0-30=1-21) 0-15
Spontaneous bacterial peritonitis 4 (4%) 2(2%) 0-49 (0-10=-2-70) 0-40
Other bacterial infectionsq] 19 (19%) 15 (15%:) 0-81 (0-41-1-59) 0-54
Hepatorenal syndrome 1(1%) 1(1%) 0-99 (006=15-96) 0-96
Hepatocellular carcinoma 17 (17%) 13(13%) 0-76 (0-37-1-54) 0-43

Villanueva C. Lancet. 2019




NEW PARADIGM

Compensated cirrhosis

LSM + PLT count

LS <20 kPa or LS >20-25 kPa +

PLT =150K PLT <150K

Clinically—significant PH (CSPH)

LS and PLT Start carvedilol to prevent
yearly decompensation

GOAL: Prevention of clinical decompensation

(ascites, variceal hemorrhage, encephalopathy)

https://doi.org/10.1053/j.gastro.2021.04.077



https://doi.org/10.1053/j.gastro.2021.04.077

y _. .
hypertension, HVPG= hepatic venous
pressure gracsent

Varices

!

: a-1 adrenergic blockade
Increased }

resistance

\ A l
%*6:54;?)\__ ;
Paill" Mild PH CSPH
| (HVPG 6-10 Q (HVPG >10

mmHg) #  mmHg)

A
- ! Carvedilol
Increased

->
| flow
Splanchnic (-2 blockade : NSBB

vasodilatation | (propranolol, nadolol)
v

Effective hypovolemia Increased cardiac output } J
f {-1 blockade

Activation s Sodium and water retention

neurohumoral systems Hypervolemia



Betabloqueadores no selectivos:

* Los NSBB poseen efectos no

hemodindmicos, como la disminucidn (B) Severely decompensated cirrhosis No propranalol
L . . < 30 mgld
de la permeabilidad intestinal, |a 1.0 —— 80160 mg/d
. 7 . = 160 ma/d
translocacion bacterianay la - -
inflamacion sistémica. 2
E 0.6 1
En pacientes con ascitis refractaria: [
E Fatients at risk
W 024 ag BE A7 a5 32
 Utilizarlos en dosis 39 37 28 20 8
* Retirarlos cuando existan elementos de una 0.0 1 :; ?’3 E}E 333 ?
disfuncion circulatoria 0.0 05 10 15 2.0

Time from cohort entry, years

Bang UC. Liver International. 2016



Sympathetic nervous
system activity

Cardiac reserve

Mortality

Gut bacterial
translocation

Disease Progression
Decompensated Cirrhosis
Early Cirrhosis (medium-to-large varices) End-Stage Cirrhosis
Beta-blockers not Beta-blockers indicated for Stop beta-blockers under these conditions:

indicated inearly
cirrhosis and do
not prevent
development of
variceal bleeding
and may increase
adverse events
Cardiac reserve at
baseline
Sympathetic nervous
system and RAAS
activity at baseline

primary prophylaxis of
variceal bleeding
Beta-blockers indicated for
secondary prophylaxis of
variceal bleeding
Cardiac reserve intact but
steadily declining
Sympathetic nervous system and
RAAS activity increasing to
compensate for decreasing
arterial blood pressura
Increased risk of gut bacterial

Refractory ascites

Systolic blood pressure <100 mm Hg

Mean arterial pressure <82 mm Hg

Serum sodium level <120 mmol/liter

Acute kidney injury

Hepatorenal syndrome

Spontaneous bacterial peritonitis

Sepsis

Severe alcoholic hepatitis

Poor follow-up or nonadherence to regimen
Beta-blockers reduce survival owing to negative

effect on cardiac reserve, decreased perfusion

Low risk of gut bac- translocation and death during periods of stress
terial translocation Cardiac reserve critically impaired
and death Sympathetic nervous system and RAAS maximally

stimulated
Gut bacterial translocation and death

Beta-blocker window closes — stop beta-blocker

Beta-blocker window opens — start beta-blocker

Beta-blocker window does not reopen

La "hipbtesis ventana" de los BB en pacientes con cirrosis. Fuente: N Engl J Med 375;8.
RAAS: Sistema-renina angiotensina-aldosterona




Severity of CAID and/or cirrhosis

Disfuncion inmune:

$ Compensated
cirrhosis

Systemic inflammation

Decompensated ACLF
cirrhosis
Low grade High grade

Acute decompensation —
with no organ failure

Immune
deficiency

Cirrhosis-associated
immune dysfunction

s,

e,

o,

T

Albillos A. Nat 'Rev Gastroenterol Hepatol 2022. 19

Time course
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Mecanism —

L Bile acids in gut lumen

L Intestinal motility
o 1 Gastric acidity
’ . Dysbiosis
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La cirrosis como enfermedad
cietémira:

Clinical manifestation

Endothelial dysfunction

Acute kidney injury

Sarcopenia and/or frailty

Cirrhosis b Organ or tissue
| Vessels
v v
Gut bacterial translocation Liver damage Kidney
L Systemic inflammation spillover J ‘ Muscle
I
l l Muscle and/or adipose tissue
T Serum pro-inflammatory Circulating activated
cytokines and ROS immune system cells
Bone
L. Tissue injury -—I i
l iver
Systemic clinical manifestations Central nervous system

Albillos A. Nat Rev Gastroenterol Hepatol 2022. 19

Insulin resistance

Osteopenia

CRP and acute-phase proteins

Fatigue, depression



Diagnostico de la sarcopenia:

* AASL/EASL: estandar de oro para la evaluacion de la masa muscular
en pacientes con cirrosis.

* Indice de masa muscular esquelética, SMI en el nivel de L3.

* SMI <50 cm?/m? para hombres.

* SMI <39 cm?/m? para mujeres.



Encontrar SARC-F 0 sospacha Sin sarcopania,

casos clinica reavaluar después
Posithvo o prasanta Megativo
Fuerza muscular _ _

Sin sarcopania,

Test de |a slla (>15 reevaluar después
segundas)
Baja Mormal

Confirmacion

Em la prachca clinica,

Sarcopenia probable

g I & suhicienie
para desemncsdenar
k& eyl i indn de las

CEUSES ¢ comerEar i

BT P E10T

Cantidad muscular medida
por circunfarancia de
pantormilla < 31 em

Baja

Sarcopenia confirmada

Chambergo-Michilot D, Gerokomos. 2021;32(1):30-1



Prevalencia de sarcopenia:

35

CP Mujeres: 28 cm
CP hombres: 29 cm

14,4%

30

N
ul

frecuencia
N
o

=
(O}

=
o

(S,

Sospechada Probable Confirmada

B Hombres ™ Mujeres M Serie

Fuente: Tabla 2.



MME

Figura 5. Correlacion entre las mediciones de la
circunferencia de la pantorrilla y la masa muscular
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Mensajes para llevar a casa:

e Conocer la clasificacion por estadios de la cirrosis y su importancia
para la practica asistencial.

* Aplicar criterios clinicos para identificar la hipertension portal clinicamente
significativa.

* Incorporar el uso de biomarcadores para la estimacion de |a fibrosis.
* La importancia del control del factor etiologico: recompensacion.

* Usar betabloqueadores para prevenir las complicaciones a largo
plazo.

* Actuar sobre las consecuencias de la inflamacion a bajo grado:
sarcopenia.






