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Abstract

Background: Acute-on-chronic liver failure (ACLF) has been recently defined as a clinical form including acute
hepatic decompensation and high 28-day mortality. ACLF usually follows a precipitating event on the background
of established cirrhosis. ACLF is considered the most frequent indication for admission to the ICU among cirrhotic
patients. Our research aimed to reveal the clinical profile and outcome among patients with ACLF to detect an
allocation system of these patients to the intensive care unit (ICU), and a decision tool for clinical practice. It is a
prospective study of 60 patients with ACLF. Patients are divided into group A that included 30 patients with ACLF
admitted to the hepatology and gastroenterology ward and group B that also included 30 patients with ACLF
admitted to the ICU. Each group is subdivided into subgroups regarding the grade of ACLF.

Results: The most common precipitating factor of ACLF is SBP 78.3% (80% in ICU, 73.6% inward). Renal failure is the
most common organ failure in ACLF in both groups. CLIF-C ACLF is assumed to be a highly prognostic score for
mortality in ACLF patients better than other scores. ROC curve of CLIF-C ACLF with AUC: 0.972 and CI: 0.919, 1.025
showed a cutoff point = 57.0 above which intensive care admission does not seem to benefit ACLF patients. The
sensitivity at the optimal cut point is 88.89% and the specificity is 100%. There is a significant difference between the 3
ACLF groups regarding 1-month and 3-month mortalities in patients admitted to the ICU. ACLF1 shows the least 1-
month and 3-month mortality rates while ACLF3 shows the highest mortality rates in ICU patients ((1-month mortality:
20%, 60%, 100% in ACLF1, 2, 3 respectively), (3-month mortality: 50%, 80%, 100% in ACLF1, 2, 3 respectively)).

Conclusion: Mortality is high in ACLF and increases with the number of organ failures (40% in ACLF1 to 100% in ACLF3).
CLIFC-ACLF is the most prognostic scoring system with a cut-off value of 57; above this value, mortality is a fact.
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Background
Acute-on-chronic liver failure (ACLF) is a clinical syn-
drome of sudden hepatic decompensation in patients
with pre-existing chronic liver disease that is associated
with one or more extra-hepatic organ failures and in-
creased mortality [1]. ACLF is characterized by a rapidly
deteriorating course in a previously diagnosed or
undiagnosed chronic liver disease with a potential for
reversibility [2].
The European Association for the Study of the

Liver-Chronic Liver Failure (EASL-CLIF) Consortium
studied and defined the grades of ACLF in the CA-
NONIC study [3].
The exact pathogenesis of ACLF is still confusing; it

usually results from a provoking factor and disturbance
in the host response to injury [4]. The etiology of ACLF
would be a precipitating event on the background of
established cirrhosis. Both the precipitating event and
the pre-existing liver disease have geographical dispar-
ities. These events could be either liver-related (superim-
posed viral hepatitis, alcoholic hepatitis, portal vein
thrombosis (PVT), drug-induced liver injury (DILI)), or
non-liver-related (surgery, infections, trauma). There is
no specific precipitating event to be found in about 40%
of patients with ACLF as well [5]. ACLF is a dynamic
syndrome, which may improve, worsen, or have a mild
protracted course allowing us to evaluate for a possible
liver transplant. The etiology of the precipitating factor
causing ACLF does not alter the prognosis [6].
Systemic inflammation is a hallmark of ACLF. That is

why white cell count and plasma levels of C-reactive
protein (CRP) and pro-inflammatory molecules such as
interleukin (IL)-6, IL-1β, IL-8 are higher in patients with
ACLF than in those without [7, 8]. The pathogenesis of
ACLF is intrinsically linked to the abnormal host
response to precipitating injury and SIRS, and the prog-
nosis of the patient is chiefly based upon the degree of
immune paresis and severity of organ failure [9].
In general, patients with two or more extra-hepatic

organ failures have a high mortality risk. Respiratory
failure is the strongest predictor of death. Patients with
infection-related ACLF have the high opportunity to de-
list from liver transplant (42%) [10]. Two categories of
prognostic models have been used: first, those evaluating
the severity of liver disease and, second, those evaluating
the dysfunction of several organ systems. It has been
shown that liver function is not the main determinant of
clinical outcome for patients with decompensated
cirrhosis; thus, liver-specific scoring systems, such as
the CTP or the MELD score, have limitations in
accurately predicting the outcome of patients with
ACLF. Organ failure scores, such as the APACHE II
and III and SOFA score CLIF-SOFA, are more helpful
in predicting survival [11].

Prognosis is associated with types and number of
failed organs and this can be measured by the chronic
liver failure (CLIF) organ failure (CLIF-OF) score. The
CLIF-C ACLF score adds age and leukocytic count as
variables that increase the predictive accuracy. The sur-
vival is considered zero in patients with a CLIF-C ACLF
score > 64 without urgent liver transplant [12].
Therefore, in our research, we studied the clinical and

biochemical profiles, etiology, and outcome of ACLF
patients.

Methods
It is a prospective study that included 60 patients
with acute-on-chronic liver failure. All involved cases
were with liver cirrhosis. The definitions of organ
failures were established using (CLIF-SOFA) score
(renal failure: serum creatinine ≥ 2.0 mg/dL or need
for renal replacement therapy, liver failure: serum
bilirubin level ≥of 12.0 mg/dL, cerebral failure: grade
III or IV hepatic encephalopathy, coagulation failure:
either INR > 2.5 and/or platelet count ≤ 20 × 109/L,
circulatory failure: use of vasopressors such as
dopamine or terlipressin, respiratory failure: PaO2/
FiO2 ≤ 200 or SpO2/FiO2 ≤ 200.
Patients were graded into three grades according to

the number of failed organs:

� ACLF grade1: This group includes 3 subgroups of
patients:

1. Single kidney failure
2. Single failure of the liver, coagulation, circulation,

or respiration and serum creatinine 1.5 to 1.9 mg/d
or grade 1 or 2 hepatic encephalopathy

3. Cerebral failure (HE grades 3 or 4) with serum
creatinine range from 1.5 to 1.9 mg/dL.

� ACLF grade 2: It includes patients who have two
failed organs.

� ACLF grade 3: It includes patients who have 3 or
more failed organs.

Exclusion criteria: age < 18 and > 80, known cases of
hepatocellular carcinoma who underwent treatment,
metastatic liver disease in the otherwise non-cirrhotic
liver, cholangiocarcinoma in the non-cirrhotic liver, ful-
minant liver failure, acute viral hepatitis in a previous
non-cirrhotic patient, drug-induced liver injury in a
previous non-cirrhotic patient, HIV/AIDS, pregnant
women, patients with any disseminated malignancy.
The involved patients in the study were classified into

two main groups:
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Group A: This included 30 patients with ACLF
admitted to the hepatology and gastroenterology ward.
Group B: This included 30 patients with ACLF
admitted to the hepatology and gastroenterology ICU.

All patients were subjected to the following: thorough
history taking, complete physical examination, laboratory
investigations: biochemical liver tests, serum creatinine,
complete blood count (CBC), serum electrolyte (Na, K),
C-reactive protein, ascitic fluid analysis, urine analysis,
virology markers (HAV Ig M antibody and HEV Ig M
antibody for patients with a 3-fold increase in liver
enzymes, quantitative PCR for HCV, HBsAg, anti-HBc
IgG, and in some cases HBV DNA PCR), and radio-
logical studies: abdominal ultrasound and Chest X-ray.
Prognostic scores were calculated in all involved cases:

Child Turcotte Pugh (CTP), Model of End-Stage Liver
Disease (MELD), Model of End-Stage Liver Disease Na
(MELD-Na), APACHE II SCORE, Sequential Organ Fail-
ure Assessment score (SOFA score), Chronic liver failure
(CLIF)-SOFA, CLIF Consortium Organ Failure Score
(CLIF-C-OFs), and CLIF-C-ACLF score.

Statistical analysis
All data was fed to statistical analysis using R Software
version 3.5.2 (2018-12-20)—“Eggshell Igloo,” and the ap-
propriate statistical tests have been carried out. The stat-
istical analysis was based on a two-tailed test using a
level of significance for analysis at P-value ≤ 0.05.

Results
Our study involved 60 patients with ACLF (30 patients
admitted to the ward and 30 patients admitted to ICU).

Patients in the ICU were classified according to ACLF
grades into 3 subgrades (ACLF1, ACLF2, and ACLF3).
Each subgrade involved 10 patients (33.3%)). Patients in
the ward were classified according to ACLF grades into
3 grades (ACLF1, ACLF2, and ACLF3). Each subgrade
involved 10 patients (33.3%).
There is a non-significant difference between the

patients of the two main groups regarding age, sex,
and geographic area distribution. There is a non-
significant difference in the etiology of chronic liver
diseases between the ward and ICU groups. HCV is
the main cause in ICU ((N = 27) 90%) and ward ((N
= 29) 96.7%) groups. The second etiology is hepatitis
B viral infection (ICU group ((N = 3) 10%), ward
group (N = 1) 3.3%).
The most common precipitating factor of ACLF is

a bacterial infection in both ward (23 patients 73.6%)
and ICU (24 patients 80%). The most common
precipitating factor is SBP in ICU (N = 21 (70%)) and
ward groups (N = 19 (63.3%)). Chest infection (1 pa-
tient in ICU 3.3%, 3 patients in ward 10%) is the sec-
ond etiology of sepsis in our study. The second
precipitating factor of ACLF in our study is upper
gastrointestinal bleeding which represents (5 patients
in ICU 16.7%, 3 patients in ward 10%). Large-volume
paracentesis without albumin is also a precipitating
factor (1 patient in ward 3.3%, 1 patient in ICU 3.3%)
(Fig. 1).
We found that the most common organ failure in

ACLF is renal failure as it represents (25 patients in
ward 83.8%, 18 patients in ICU 60%). The second
common organ failure in this study was cerebral fail-
ure (8 patients in the ward (26.7%, 23 patients in the

Fig. 1 Precipitating factor (acute insult) of ACLF. Figure 1 shows a non-significant difference in the Precipitating factor (acute insult) between ICU
and ward patients (P-value > 0.05). The most common precipitating factor is SBP in ICU and ward groups

El Sayed et al. The Egyptian Journal of Internal Medicine           (2021) 33:31 Page 3 of 11



ICU 76.7%). Cerebral and circulatory failures are
more common in ICU patients (76.7% and 33.3% re-
spectively) while coagulopathy is more common in
ward patients (43.3%) (Table 1).
The results showed a significant increase in hepatic

encephalopathy and a significant decrease in GCS in
subgroups ACLF1, 2, 3 in the ICU compared to sub-
groups ACLF1, 2, 3 in the ward. In addition, it showed a
significant increase in the respiratory rate in ACLF3 in
the ICU compared to ACLF3 in the ward (Table 2).
We studied the biochemical profile of ACLF patients

admitted to ward and ICU, we found no significant dif-
ference between ward patients and ICU patients as
regards the hemoglobin level, total leucocytic count, and
platelet count. Although the study showed a low
hemoglobin level in ACLF patients in both groups (ward
with (mean 9.4 ± 1.5 SD) and ICU with (mean 9.9 ± 1.8
SD)). It also showed that there was a low platelet count
in ACLF patients in the ward and ICU with a mean of
95.7 ± 62.7 SD and 106.2 ± 43.2 SD respectively. The re-
sult of this study showed a low serum albumin level in
ACLF patients with a mean of 2.6 ± 0.7 SD in the ward
and a mean of 2.2 ± 0.4 SD in the ICU) with a significant
difference between the 2 groups (P-value < 0.05). The al-
bumin level was decreased more in patients admitted to
the ICU (Table 3).
In the present study, there was a higher C-reactive

protein level in ACLF patients admitted to ward and
ICU with a mean of 67.7 ± 6.0 SD and 87.8 ± 28.1 SD
respectively with a significant difference between the 2
groups (P-value < 0.05).
A significant increase in APACHE score in the ICU

group was noticed compared to the ward group.
CLIF-SOFA, CLIF-C OF, and CLIF-C ACLF are sta-
tistically significant, whereas CTP, APACHE, MELD,
MELD Na+, and SOFA scores are statistically non-
significant as regards mortality. CLIF-C ACLF is
assumed to be a highly prognostic score as regards
mortality in ACLF patients as compared to other
scores. The results showed a significant difference

between the 3 ACLF groups regarding 1M. and 3M.
in the ICU group (Table 4, 5, 6, 7, 8, and 9).
CLIC C-ACLF score ROC curve (AUC) = 0.972

with CI: 0.919, 1.025, cutoff point = 57.0 above
which intensive care admission does not seem to
benefit ACLF patients. Optimal sensitivity at the
actual cut point is 0.889 (88.89%) and optimal speci-
ficity at the actual cut-point is 1.0 (100%) (Fig. 2).
Figures 3 and 4 clarify that there is a significant dif-
ference between the no. of organ failure and 1M.
and 3M. mortality respectively. Figures 5 and 6 show
that there is a non-significant difference between
ward and ICU regarding 1M, 3M mortality.
Our study concluded an algorithm to stratify patients

according to prognosis is needed, in order to monitor
treatment responsiveness, determine emergency for
transplantation, and decide allocation in the intensive
care unit (ICU) and also to have a rational basis to de-
cide futility.

� Intensive care candidate (1): ACLF grade < 2 with
the need for intensive therapy, e.g., HE > 2 or
respiratory insufficiency (2), CLIF-C ACLF<57.

� Possible intensive care candidate, eligibility should
be considered and discussed with ICU (1): ACLF
grade 2 with CLIF-C ACLF < 57 if continuous
organ failure is present after 3 days of complete
intensive care treatment, the outcome is
questionable.

� Unlikely to benefit from intensive care therapy cases
can be discussed, e.g., patients that are candidates
for liver transplantation (1): ACLF grade 3 (2),
CLIF-C ACLF > 57.

Discussion
The main etiology of chronic liver disease in our study is
Hepatitis C viral infection (HCV 27 patients admitted to
ICU, 29 patients admitted to ward) as Hepatitis C viral
infection is endemic in Egypt with the highest preva-
lence rate in the world [13, 14].

Table 1 Types of organ failure on admission in the studied groups

Ward group ICU group P-
valueN % N %

Cerebral F. 8 26.7 23 76.7 0.0003

Renal F. 25 83.3 18 60.0 0.086

Circulatory F. 1 3.3 10 33.3 0.0076

Hepatic F. 9 30.0 4 13.3 0.21

Respiratory F. 8 26.7 14 46.7 0.18

Coagulation F. 13 43.3 5 16.7 0.049

Table 1 revealed that cerebral, coagulation, and circulatory failure showed a significant difference between the ward and ICU groups. Cerebral and circulatory
failures are more common in ICU patients while coagulopathy is more common in ward patients. Renal failure is the most common organ failure in ACLF in
both groups
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Table 4 Prognostic scores of the 2 studied groups

Ward ICU P-value

Mean (SD) Mean (SD)

N (%) N (%)

CTP score 0.232

Child A 0 (0.0%) 0 (0.0%)

Child B 5 (16.7%) 2 (6.7%)

Child C 25 (83.3%) 28 (93.3%)

MELD 28.3 ± (8.2) 24.5± (5.8) 0.074

MELD Na+ 30.5 ± (6.7) 26.6 ± (5.6) 0.052

APACHE 15.5 ± (4.1) 18.3 ± (5.5) 0.03

SOFA 9.1 ± (2.5) 10.1 ± (3.1) 0.32

CLIF SOFA 8.5 ± (2.6) 9.2 ± (3.2) 0.54

CLIF. OF 11.1 ± (2.2) 11.4 ± (2.7) 0.92

CLIF C ACLF 55.1 ± (9.9) 56.5 ± (11.3) 0.61

Table 4 shows a non-significant difference in CTP score, MELD, MELD Na+, SOFA, CLIF-SOFA, CLIF-C OF, and CLIF-C ACLF between the ward group compared to
the ICU group, but showed a significant increase in APACHE in the ICU group compared to the ward group

Table 5 Prognostic scores for the 3 ACLF degrees in both ward and ICU patients

ACLF1 ACLF2 ACLF3 P-value

Ward ICU Ward ICU Ward ICU

N (%) N (%) N (%) N (%) N (%) N (%)

CTP Score 0.0003

Child A 1(5%) 0(0%) 0 (0%) 0 (0%) 0 (0%) 0 (0%)

Child B 4 (20%) 1 (5%) 1 (5%) 1 (5%) 0 (0%) 0 (0%)

Child C 5(25%) 9(45%) 9 (45%) 9 (45%) 10 (50%) 10 (50%)

P-value 0.14 1.0 1.0

Mean (SD) Mean (SD) Mean (SD) Mean (SD) Mean (SD) Mean (SD)

MELD 21.5 ± (3.5) 21.9 ± (3.7) 28.2 ± (6.3) 22.5 ± (4.4) 35.1 ± (7.7) 29.1 ± (6.5) 8.2×10-5

P-value 0.81 0.043 0.076

MELD Na+ 25.0 ± (3.1) 24.2 ± (3.6) 31.1 ± (4.9) 25.6 ± (4.6) 35.4 ± (7.0) 29.9 ± (7.0) 0.001

P-value 0.598 0.119 0.129

APACHE 12.1 ± (4.2) 13.6 ± (4.2) 16.1 ± (2.2) 19.8 ± (5.3) 18.3 ± (3.0) 21.5 ± (3.7) 3.4×10-6

P-value 0.433 0.066 0.0495

SOFA 6.9 ± (1.7) 8.4 ± (1.9) 9.5 ± (1.4) 8.7 ± (1.6) 11.0 ± (2.5) 13.2 ± (3.0) 3.5×10-6

P-value 0.081 0.25 0.093

CLIF SOFA 6.0 ± (1.3) 6.8 ± (1.4) 8.3 ± (1.3) 8.2 ± (1.4) 11.2 ± (1.7) 13.0 ± (2.4) 1.4×10-9

P-value 0.21 0.872 0.086

CLIF. OF 8.9 ± (0.6) 9.2 ± (0.8) 10.7 ± (0.5) 10.3 ± (0.5) 13.6 ± (1.5) 14.6 ± (2.2) 2.3×10-11

P-value 0.335 0.089 0.256

CLIF C ACLF 45.5 ± (6.3) 46.1 ± (7.1) 54.3 ± (4.9) 54.7 ± (5.7) 65.5 ± (5.0) 68.7 ± (6.5) 1.6×10-15

P-value 0.844 0.868 0.238

Table 5 shows a significant increase in all prognostic scores with increasing the grade of ACLF in all patients in the ward and ICU and also showed a non-
significant difference between ACLF subgroups in the ward compared to the ICU group except for APACHE that showed a significant increase in subgroup ACLF3
in the ICU compared to subgroup ACLF3 in the ward
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In our study, the most common precipitating factor of
ACLF is bacterial infection in both ward and ICU. This
agrees with the study of Fernandez and colleagues [15],
37% of patients with ACLF had a bacterial infection at
the time of ACLF diagnosis, and Barosa and colleagues
[16] who found 40.7% of ACLF was precipitated by
infection.
The most common type of infection found in this

study is SBP in both ward and ICU. This result agrees
with Hernaez and colleagues [17] who found that SBP is
the most common cause of sepsis-induced ACLF.
Chest infection is a common cause of hepatic decom-

pensation and considered a risk factor for mortality and
this agrees with our study [18–20].

The second precipitating factor in our study is upper
gastrointestinal bleeding. This agrees with the CA-
NONIC study as this factor represents 13.8% [3]. In our
study, large-volume paracentesis without albumin is also
a precipitating factor. This agrees with the CANONIC
study in 2012 and Shi with his colleagues [3, 21].
We found that the most common organ failure in

ACLF is renal failure. This result agrees with the CA-
NONIC study [3].
We found no significant difference between ward pa-

tients and ICU patients as regards hemoglobin level,
total leucocytic count, and platelet count. Although our
study showed a low hemoglobin level in ACLF patients
in both groups. This result agrees with Piano and col-
leagues’ 2017 study that showed low values of
hemoglobin in patients with ACLF [22]. Our study
showed that there was a low platelet count in ACLF pa-
tients in the ward and ICU; this agrees with Zhang and
colleagues’ 2016 study [23].
The result of this study showed a low serum albumin

level in ACLF patients with a significant difference

Table 6 Prognostic scores on admission and mortality

Prognostic
score

Mortality P-value

Death Survival

Count (%) Count (%)

CTP 0.634

Child A 0 (0.0%) 0 (0.0%)

Child B 7 (100.0%) 0 (0.0%)

Child C 45 (86.5%) 8 (13.5%)

Mean (SD) Mean (SD)

MELD 27.0 (7.5) 22.4 (4.0) 0.107

MELD Na+ 29.1 (6.6) 24.8(4.0) 0.088

APACHE 17.4 (4.8) 13.9 (5.5) 0.07

SOFA 9.9 (2.9) 7.9 (1.9) 0.07

CLIF-SOFA 9.2 (2.9) 6.8 (1.5) 0.034

CLIF-C OF 11.5 (2.5) 9.4 (0.7) 0.0378

CLIF-C ACLF 57.5(10.1) 44.6(6.1) 0.005

Table 6 shows that CLIF-SOFA, CLIF-C OF, and CLIF-C ACLF are statistically significant as regards mortality in patients of the study, whereas CTP, APACHE, MELD,
MELD Na+, and SOFA scores are statistically non-significant as regards mortality

Table 7 Relation between prognostic scores and the detected
mortality

Prognostic scores Adjusted P-value
regarding mortality

Test of significance

CTP 0.28 Logistic regression
model

MELD 0.42

MELD-Na+ 0.36

APACHE 0.25

SOFA 0.46

CLIF.SOFA 0.95

CLIF.OF 0.77

CLIF-C ACLF 0.048

Table 7 shows that the adjusted P-value as regards mortality of CLIF-C ACLF as
multi-various (in presence of other scores) was statistically significant. So, CLIF-
C ACLF is assumed to be a highly prognostic score as regards mortality in
ACLF patients as compared to other scores

Table 8 Mortality between 3 ACLF groups in ward

ACLF1 ACLF2 ACLF3 P-value

N % N % N %

1M. mortality 6 60% 8 80% 10 100% 0.122

3M. mortality 9 90% 10 100% 10 100% 1.0

Table 8 shows that there is no significant difference between the 3 ACLF
groups regarding 1M. and 3M. mortalities in patients admitted ward. 1M.
mortality (60%, 80%, 100% in ACLF1, 2, 3 respectively) and 3M. mortality
(90%,100%,100% in ACLF1, 2, 3 respectively)
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between the 2 groups. The albumin level was decreased
more in patients admitted to ICU; this agrees with Fer-
rarese and his colleagues 2019 [24] who found a signifi-
cant difference in albumin level between ward and ICU.
In the present study, there was a higher C-reactive

protein level in ACLF patients admitted to ward and
ICU with a significant difference between the 2 groups.
This runs parallel to Cervoni and his colleagues’ 2012
study [25] and Pieri and his colleagues’ 2014 study [26]
which found that persistently elevated CRP in ACLF pa-
tients can help to identify patients with a higher short-
term mortality risk.
In our study, we found that CLIF-C ACLF was the

best prognostic model as regards mortality, whereas
CTP, APACHE, MELD, MELD Na+, and SOFA scores
were statistically non-significant. This result agrees with
Chen and his colleagues’ 2020 study [27] who found that
the CLIF-C ACLF score was significantly superior to
other models in predicting overall mortality.

We studied CLIC-C ACLF score ROC curve (AUC)
= 0.972 with CI: 0.919, 1.025, cutoff point = 57 above
which intensive care admission does not seem to
benefit ACLF patients; this runs with Engelmann and
his colleagues’ 2018 study [28] who also examined the
CLIF-C ACLF score. All the patients with a CLIF-C

Table 9 Mortality between 3 ACLF groups in ICU

ACLF1 ACLF2 ACLF3 P-
valueN % N % N %

1M. mortality 2 20% 6 60% 10 100% 0.001

3M. mortality 5 50% 8 80% 10 100% 0.04

Table 9 shows that there is a significant difference between the 3 ACLF groups
regarding 1M. and 3M. mortalities in patients admitted the ICU. ACLF1 showed
the least mortality rates while ACLF3 showed the highest mortality rates in ICU
patients. 1M. mortality was 20%, 60%, 100% in ACLF1, 2, 3 respectively and
3m mortality was 50%, 80%, 100% in ACLF1, 2, 3 respectively

Fig. 2 Cut-off value for CLIF C ACLF (ROC curve). ROC curve (AUC):
0.972 with CI: 0.919, 1.025. Cutoff point = 57.0 above which intensive
care admission does not seem to benefit ACLF patients. Optimal
sensitivity at the actual cut point = 0.889 (88.89%). Optimal
specificity at the actual cut point = 1.0 (100%)

Fig. 3 Relation between no. of organ failure and 1M. mortality.
Figures 3 and 4 show that there is a significant difference between
no. of organ failure and both 1M. and 3M. mortalities

Fig. 4 Relation between no. of organ failure 3M. mortality. Figures 3
and 4 show that there is a significant difference between no. of
organ failure and both 1M. and 3M. mortalities
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ACLF score greater than 70 (on admission or 48
hours post-ICU admission) died within 28 days [28].
Ramzan and colleagues’ 2020 study concluded that a
CLIF-C ACLF score ≥ 70 at 48 h and organ failure
are better predictors of mortality, and also, ICU care
in those patients does not benefit them. The defini-
tive therapy with liver transplantation may have a
promising role, if it is considered early [29].

Conclusion
ACLF is a highly dynamic issue in cirrhotic patients.
Mortality is high in ACLF and increases with the num-
ber of organ failures (40% in ACLF1 to 100% in ACLF3).
CLIFC-ACLF is the most prognostic scoring system with
a cutoff value of 57, above this value mortality is a fact.
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