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HOSPITAL ADMISSIONS FOR NON-ALCOHOL
RELATED FATTY LIVER DISEASE’
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« Good management of decompensated cirrhosis
» Recognising those at highest risk
« Updated guidance for acute management

* Incidental finding of liver disease — who needs liver clinic?
* New terminology for steatotic liver disease
« |dentifying risk of significant liver disease
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Good management of
decompensated cirrhosis



Early management determines outcome NHS
umber Health
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 Overall acute decompensation (AD) mortality 10-20 %
« AD admissions in those with ArLD up 57 % in 10y
* Premature liver mortality $20 % since pandemic

« Good outcome = rapid identification/management of triggers
 First 6-12 hr critical, i.e. acute settings

« Stigma
*All alcoholics
*All die
*A ot going on

http://www.bsq.orq.uk/
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Not all decompensation is the same Humber Health
Partnership

* AD can occur at any stage 2° to stressor

* Whatever the trigger, LFTs will worsen in similar pattern
* Need to identify those at highest risk of death

» Excellent supportive management

* More aggressive intervention

» Decision making

Variceal bleed
only

3 broad strata based on 2 yr survival
* Plus the very sickest, with worst outcomes ) ’

* Most people stratify by Child’s score
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Bilirubin <35 35-50 > 50

Albumin > 35 28 - 35 <28 5-6 A 100 85

INR <17 |17-22 |>22 7.9 |8 31 57 |

Ascites MNone Controlled | Uncontrolled 1
10-15 | C 45 35

Encephalopathy | None Grade I/1l | Grade IlI/IV -

Severity of liver Physiological Superadded Timing of
disease reserve complications intervention

Liver status is only one piece of the puzzle

Child’s score is good for long-term prognosis, but doesn’t identify
those at highest risk today




Acute on chronic liver failure = high short-term risk

Acute decompensation + organ failure

« AD = ascites, bleed, encephalopathy and/or bacterial infection

« Organ failure = respiratory, renal, brain, coagulation, circulatory,
liver

Severity of liver Physiological Superadded Timing of
disease reserve complications intervention
\ J
|

| ACLF ]




ACLF is a critical determinant of outcome NHS

* Prevalence 30% (20% admit; 10% during)

 Best predictor of mortality in AD
* Overall median survival 18 vs 455 days™

 ACLF presence/absence allows stratification
 Early involvement of Gastro/Critical Care
» Aggressive treatment + closer monitoring

http://www.clifconsortium.com/aclf-calculator/

Suspect ACLF:
* Renal failure (creat = 175 umol/L)

* Brain failure + renal dysfunction (> 130 umol/L)
* Renal or brain dysfunction + other organ failure

Survival probability
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Traditional AD (n = 1,047)

Log-rank test: p <0.0001

ACLF (n = 302)
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Time from study inclusion (days)

ACLF is reversible and
preventable
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Good early care benefits everyone NHS
Humber Health

Partnership

* |dentification of triggers and stratification of severity enables
faster treatment and decision making

o Better care
* Better use of resource

« Care bundles support early management of complex disease
« BSG/BASL DC bundle 2014 improved care
» But only used in 11.4% of patients

» Updated bundle to include new advances and improve
usage, with involvement of SAM



Patient detads

BASL B8s \sam
S Aede el Suthe Lo (***4) important additional information

Decom pensated Decompensated Cirrhosis Care Bundle - First 6 hours [ 4 Presentation of Acute Decompensation of Cirrhosis
cirrhosis: an

Jaundice
(Mmm.ummw.mum,mm.mJ Ascites
update of the Septic screen: CXR ' Urine dipstick L) Blood cultures L) Hepatic Encephalopathy
/ Clinicol ascites: Ascitic tap ESSENTIALY; cell count, MCS, protein, albumin L) Suspected Variceal Haemorrhage
BSG BASL Request USS abdomen including Doppler of hepatic and portal veln J
3 H VTE prophylaxis, unbess platelets <50 or active bleeding
admission care
Referral to dietetics made [ @ Diagnostic Ascitic Top |
bundle \_Soecialist review: efer o Gilivertearm at earfest opportunity O
Performed with a green needle, IRRESPECTIVE of dlotting parameters.
4 ) -
( A 1 APy d Ensure ascitic fluid goes into universal container bottles for Nuid albumin, MCS (with WCC
ouu;.dw > v WW'A“ s pv':s Lo 7 o o WAD } ::;ﬂcnmlp and blood culture botties (minimal Smis each bottie) to maximise yield of dlagnosis of
e | FASesitac e retieieg pysetiomms C1 y Human Albumin Solution (HAS): 20g of albumin in 100mi of 20%.
r N -
- Bacterial 5 (Diognosis: Ascitic neutrophils >250/mm3 or >0.25 x 10°/1) )
(4f NO- mawe 10 nest section) Prescribe 1.5¢/kg of 20% Human Albumin Solution (HAS) U i ‘ [ M Acute Kidney Injury as per: Kidney Discase Improving Global Outcomes criteria (KDIGO) ]
\ ) &mh a3 per hospital guidelines J 4 J
1. Increase in serum creatinine 2 26 umol/L within 48 hours or
( \ 2. 250% rise In serum creatinine over the last 7 days or
- ~ Suspend all diuretics and nephrotoxic drugs J 3: Urine output (UO) <0.5mis/kg/hr for more than 6 hours based on dry weight or
Acute Kidney Injury as Fluld resuscitate with crystaliodd in 250mi boluses ) (waD 1 4: Qlinically dehydrated.
per KDIGO criteria® - | Strict urine output monitoring
U NO- msove 10 mext section)
\ J At 6 hours, if deteriorating despite this, obtain senlor review and
consider escalation to ITU/HDU, = R L —.
\& , [ 1 Variceal Haemorrhage |
[ \ Contraindications to Terlipressin:
Target Hb 7-8 g/1, but If massive bleeding aim for Mb >8¢/L O Absolute- Hypersensitivity, pregnancy, acute respiratory distress/hyponia, septic shock, Creatinine 2 442umol/).
& PR It is not recommended {o routinely correct INR/APTT with blood : ; Relative- Age >70, peripheral arterial disease, prolonged QTc, cardiac arrhythmia, uncontrolled hypertension,
ml n 5 products (unless on antikoaguionts). waQ ‘ acute coronary syndrome, previous myocardial infarction.
(of NO- maove 80 nest section) TerSpressin: if no clear contraindications® prescribe 2mg stat IV |
followed by 2mg QDS O (if controindicotion to Terfipressin, contact Alternative to Terlipressin:
on-call GI bleed teom ond consider dose reduction/atternate ogent®) Octreotide: 50 micrograms bolus followed by 25-50micrograms/he infusion.
Prescribe prophytactic antibiotics as per hospital guidelines O ) Suspend B biockers if Terbipressin/Octreotide commenced.
of ~ Stable patients: Routine administration of platelets, FFP, PCC and other products 1o correct haemostatic tests is
Symptoms/signs = Lactulose 20-30mis QDS or phosphate enema ) wAD not recommended outside of patients taking anticoagulants.
Encephalopathy? i clinical concern, for CT head to rule out a subdural haematoma J |
J Unstoble patients: Discuss with the upper Gl bleed team +/- Haematologist +/- and consider major haemorrhage |

protocol. Avoid FFP in portal hypertension, Critical care review

Name . Grade Date e Thme .. {444 Please turnover for addtional information

https://fg.bmj.com/content/early/2025/04/18/flgastro-2025-103074
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/Bloods: FBC, LFT, U/Es, clotting, Ca?*, PO4, Mg, CRP, lactate, glucose 1 \
Septic screen: CXR 1 Urine dipstick 1 Blood cultures
Clinical ascites: Ascitic tap ESSENTIAL%; send for cell count, MCS & protein 1
Request USS abdomen including Doppler of hepatic and portal vein U
VTE prophylaxis, unless platelets <50 or active bleeding (]

Referral to dietetics made (1

\Specialist review: refer to Gl/liver team at earliest opportunity U /
Ongoing alcohol . N . idelines O
intake? IV Pabrinex/Thiamine as per hospital guidelines N/A QD
(If NO- move to next section) Commence CIWA or GMAWS according to hospital guidelines 1

Alcohol

« 75% have alcohol as major aetiology

« Consider lorazepam in ACLD

» Advise working towards complete alcohol abstinence

* Involve Alcohol Care Team/Community Support



é ) ("
Spontaneous Bacterial (Diagnosis: Ascitic neutrophils >250/mm3 or >0.25 x 10°/L) W=
Peritonitis? N Prescribe 1.5g/kg of 20% Human Albumin Solution (HAS) 1
(If NO- move to next section) Antibiotics as per hospital guidelines O

\_ J . J

» 8-10% of hospitalised patients with cirrhosis
* Prompt treatment with antibiotics improves prognosis

* Tap for all with clinically detectable ascites

« Each hour of delay increases mortality
* Delay 12 hr+ = 2.7-fold t mortality risk
« Coagulopathy not contraindication - no correction required

 High risk of HRS:
* IV HAS 20% 1.5g/kg @ dx; 1g/kg @ 72 h
« Reduces HRS incidence from 30% to 10% and mortality from 29% to 10%



Importance of bacterial infection

* Huge problem

vortaliy « Commonest precipitant of AD
= .« Complicates 20-40% of AD
o admissions
§ * Frequent trigger of ACLF
kel * High mortality in DCLD

e 3.75x 1 mortality risk
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AD admission ]

Investigate as
per DCLD bundle

fi High suspicion
of infection

NW

UY

[ Var;;eal bleed J

¥

Await results

Empirical as per

As per Trust guidance

[ ‘(':ultures +v;' J

N
A 4

Trust guidance inc G- cover
'
Step down/stop
Y 48-72 hr
\ 4

Step down/stop

Refine choice




Suspend all diuretics and nephrotoxic drugs U
Acute Kidney Injury as Fluid resuscitate with crystalloid in 250ml boluses _l VAD
per KDIGO criteri a3 Strict urine output monitoring
{If NO- mowve to next section) 9

At 6 hours, if deteriorating despite this, obtain senior review and

consider escalation to ITU/HDU.

. J

* AKI occurs in 20%—-30% of AD, and associated with poor outcome
« Staged according to % rise in creatinine from baseline

« Often multifactorial, usually not HRS
* Prerenal commonest (45%), ATN/GN (32%), HRS (23%)

Stage 1: increase sCr 226.5 ymol/L or increase =21.5-2x baseline
Stage 2: increase sCr >2 - 3x baseline

Stage 3: increase sCr >3 x baseline or sCr = 353.6 pmol/L with acute
increase = 26.5 ymol/L or initiation of RRT
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AKIl in cirrhosis

Rise in creatinine = 26 umol within 48 hours
OR rise in creatinine = 1.5x from baseline

Urine output <0.5ml/kg/hr for >6 consecutive hours

v

Immediate action for all:
Suspend diuretics
Suspend B blockers 1-2 L IV crystalloid will correct most

Suspend NSAIDS/nephrotoxic drugs .
Treat confirmed infections with antibiotics losses and restore euvolaemia

If volume depletion:

Haemorrhage: transfuse RBC (target Hb 7-8 for portal hypertension) ) )
Vomiting/diarrhoea/diuresis: IV crystalloids with 250mis boluses (aim for urine output >0.5mls/kg/hr) No evidence that routine use of 5%

Consider 20% HAS 1g/kg (body weight) for plasma volume expansion if 2 stage 1B AKI or confirmed infection HAS is beneficial

If tense ascites: offer limited therapeutic paracentesis with HAS cover (if no SBP)

McPherson S, Abbas N, Allison MED, et al. doi: 10.1136/flgastro-2025-103074



\ 4

Improving or
Resolution of
AKI:

Monitor renal
function and urine
output closely

A 4

Regular review 6-12 hourly to review fluid
balance and response, to achieve euvolamia

\ 4

Persisting or progressive AKI

\ 4

A

Screen for and treat other AKI phenotypes:
Pre-renal
Intrinsic (ATN)
Post-renal

Once volume replete, if AKI-HRS suspected then treat with
Terlipressin and HAS 20-40g/day unless contraindicated

A 4

Yes [« Response? » No

v
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« Consider escalation for fluid management,
invasive monitoring, vasopressors or RRT

* RRT case-by-case (only 25% will have renal
recovery)

Consider RRT where appropriate

HRS

» Cirrhosis with ascites, and AKI

* No response to 2 days off diuretics + volume
expansion with HAS (1g/kg wt/d)

» Absence of shock
* No signs of structural kidney injury




/Target Hb 7-8 g/L, but if massive bleeding aim for Hb >8g/L O \
It is not recommended to routinely correct INR/APTT with blood

Gl bleeding AND products (unless on anticoagulants). .
varices suspected? —

{If NO- move to next section) Terlipressin: if no clear contraindications® prescribe 2mg stat IV
followed by 2mg QDS O (If contraindication to Terlipressin, contact
on-call Gl bleed team and consider dose reduction/alternate agent?)

\Prescrih-e prophylactic antibiotics as per hospital guidelines O /

Gl bleeding No routine correction of clotting/platelet required if
» Resuscitation then OGD haemodynamically stable
* High volume FFP etc. can increase portal pressure + risk

 Octreotide if terlipressin of rebleed

contraindicated (Cr >A449-  Haemodynamically unstable = discuss with

’ endoscopist/haematologist

ARDS etc) * Tranexamic acid does not reduce mortality in UGIB but

e No PPI increases VTE risk
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Symptoms/signs of
Hepatic
Encephalopathy?
o .
Encephalopathy

g

Lactulose 20-30mls QDS or phosphate enema
If clinical concern, for CT head to rule out a subdural haematoma

==

* |dentify & Treat Precipitating Factors

» Sepsis, Gl bleeding, renal failure, electrolyte abnormalities,
constipation, sedatives, over-diuresis

« Ammonia levels usually >100 in acute HE, but can be
raised in other conditions
* Normal ammonia reliably excludes HE
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Admission to critical care

 Although poor survival for cirrhosis in ICU - mortality ~ 40 %...
* ACLF outcome similar to non-CLD when matched for iliness
severity

e Liver disease is not a reason to discount escalation
— Well compensated pre-event likely to do well

 Consider escalation:

B

- Set clear parameters and review: 2-3 days ideal
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Incidental finding of liver disease
— who needs liver clinic?



Steatotic Liver Disease Sub-classification

“Weekly intake 140-350g female, 210-420g male (average daily 20-50g female, 30-60g male)

« MASLD is the hepatic manifestation of metabolic syndrome
* Very common in T2DM
» Cardiovascular disease is leading cause of death in MASLD

* Most MASLD should be managed in primary care

www.aasld.orqg



http://www.aasld.org/
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In-patient liver fibrosis assessment Humber Health
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« Advancing fibrosis is key predictor of liver-related events and
mortality in MASLD

* Finding steatosis or unexplained abnormal LFT should prompt
fibrosis risk assessment
« Low risk — manage in primary care to reduce cardiovascular mortality
« Higher risk — refer to Gl/Hep to reduce risk of liver-related mortality

 Fib4 or ELF can be done on admission bloods
 Fib4 not validated in <35s or ArLD
« ELF <9.5is OK

* Fibroscan — requires referral
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 Decompensation is a medical emergency
 In-hospital mortality is mostly to do with other organ failure
« Look for, and aggressively target, renal dysfunction and infection
« Use the BSG/BASL/SAM bundle to guide management

* Liver disease is preventable and treatable
* Opportunities to avoid the worst outcomes should be seized
« Take action on incidental findings of liver disease
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