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ABSTRACT
Alcoholic ketoacidosis (AKA) is occasionally associated with multiple complications leading to
death. However, no study has yet evaluated prognostic factors in patients with AKA. It is known
that the logistic organ dysfunction system (LODS) score is an objective and useful index to pre-
dict the prognosis. We used LODS score to predict prognosis of AKA. We retrospectively
reviewed the medical records of 46 patients who were diagnosed as AKA in our hospital. The
mean LODS score was 6.3. The probability of mortality based on the LODS score was 36.6%, and
16 patients (34.5%) did, in fact, die. The total LODS score and lactate dehydrogenase (LDH) were
significantly higher in the non-survival group. Prothrombin activity, serum platelet number, and
the serum albumin levels were significantly higher in the survival group. We found significant
correlations between the LODS score and arterial pH, the albumin level, and the LDH concentra-
tion. Multivariate analysis showed that the serum albumin and LDH levels were independently
associated with survival in AKA patients. AKA patients suffered high-level mortality and the LODS
score was an accurate predictor of prognosis. Clinicians may use the LODS score to this end.
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Introduction

Alcoholic ketoacidosis (AKA) is usually characterized by
metabolic acidosis, an increased anion gap, elevated
serum ketone levels, and either a normal or low glucose
concentration. A typical AKA patient has a history of
chronic alcohol abuse, little or no food intake, and
recent binge drinking followed by abrupt cessation of
alcohol intake [1–6]. The physiological and mechanistic
features of the condition are poorly known, but three
factors may be in play. First, starvation may induce a
decrease in insulin secretion and a rise in glucagon
secretion. Second, the ratio of the level of the reduced
form of nicotinamide adenine dinucleotide (NADH) to
the oxidized form (nicotinamide adenine dinucleotide
(NADþ)) may become elevated during alcohol metabol-
ism. Finally, the extracellular fluid volume may be
depleted by vomiting and low fluid intake [5–8]. The
principal symptoms are nausea, vomiting, and/or
abdominal pain [5,6]. Although the symptoms improve
upon conservative management (infusion of large

amounts of normal saline and glucose solution), AKA is
occasionally associated with multiple complica-
tions [9,10].

Two reports found that 5–10% of chronic alcoholics
died unexplained deaths (thus, all possible etiologies
had been thoroughly investigated) [11,12]. Medico-legal
autopsies revealed that AKA was responsible for 7% of
deaths attributable to chronic alcoholism [13]; forensic
pathologists sometimes report unexpected deaths
[14,15]. AKA is associated with multiple complications
including acute pancreatitis, acute renal failure (ARF)
(caused by rhabdomyolysis), Wernicke’s encephalop-
athy, and sepsis accompanied by acute respiratory dis-
tress syndrome (ARDS) [9,10,16]. Several clinical reports
have described life-threatening metabolic disorders in,
or sudden death of, chronic alcoholics, associated with
either ketoacidosis or lactic acidosis [17–22]. Also, sud-
den cardiac arrest has been associated with AKA [10].

The logistic organ dysfunction system (LODS) score
is an objective and useful index. The LODS assesses six
systems in terms of the extent of dysfunction on the

CONTACT Dong Jun Park drpdj@naver.com Department of Internal Medicine, Changwon Gyeongsang National University Hospital and
Gyeongsang National University School of Medicine, 11, Samjeongja-ro, Seongsan-gu, Changwon, Korea
This article has been republished with minor changes. These changes do not impact the academic content of the article.
� 2019 The Author(s). Published by Informa UK Limited, trading as Taylor & Francis Group.
This is an Open Access article distributed under the terms of the Creative Commons Attribution License (http://creativecommons.org/licenses/by/4.0/), which permits
unrestricted use, distribution, and reproduction in any medium, provided the original work is properly cited.

RENAL FAILURE
2019, VOL. 40, NO. 1, 693–699
https://doi.org/10.1080/0886022X.2018.1491405

http://crossmark.crossref.org/dialog/?doi=10.1080/0886022X.2018.1491405&domain=pdf
http://creativecommons.org/licenses/by/4.0/
http://www.tandfonline.com


first day of an intensive care unit (ICU) stay; the
systems evaluated are the neurologic, cardiovascular,
renal, pulmonary, hematologic, and hepatic systems.
Physiological variables can predict mortality; the LODS
score is converted to a probability of death [23–25].
Recently, we found that our AKA patients had poor
prognoses and hypothesized that the LODS score might
yield prognostic information. We therefore conducted
this retrospective study.

Materials and methods

We retrospectively reviewed the medical records of 46
patients diagnosed with AKA from January 2009 to
December 2013 in Gyeongsang National University
Hospital. The study protocol was approved by the
Institutional Review Board at Gyeongsang National
University Hospital (IRB No: 2014–05-026).

AKA was diagnosed (a) by a characteristic history of
chronic alcohol abuse plus a recent binge, followed by
binge termination, severe nausea, vomiting, and
abdominal pain; (b) typical clinical findings including
tachycardia, hypotension, an increased respiratory rate,
and abdominal tenderness; (c) biochemical features
including an elevated anion gap, a normal or low blood
glucose level, and ketone bodies in the plasma (as
revealed by the nitroprusside reaction (Ketostix); the
assay is most sensitive to acetoacetate, less so to acet-
one, and not at all to beta-hydroxybutyrate (BOHB));
and/or (d) an elevated plasma BOHB or acetoacetate
level. Patients with diabetic or starvation-induced
ketoacidosis, or lactic acidosis attributable to other
causes, were excluded.

The values for LODS (six systems) and various labora-
tory values were described on the basis of initial values
sampled on visiting the emergency room and all
patients underwent above tests. This score accurately
measures the severity of system dysfunctions (neuro-
logic, cardiovascular, renal, pulmonary, hematologic,
and hepatic). The total score varies from 0 (all normal)
to 22 (all systems severely compromised), and a pre-
dicted mortality score is subsequently calculated auto-
matically. Acute kidney injury (AKI) was defined using
the risk, injury, failure, loss of kidney function, and end-
stage kidney disease (RIFLE) criteria. As 6- and 12-h
urine volumes were lacking, we used the serum creatin-
ine level and the glomerular filtration rate (GFR) to
determine the RIFLE classification. GFR was calculated
using the simplified “modification of diet in renal disease”
formula: GFR¼ 186� [serum creatinine level] – 1.154�-
[age in years] – .023� [.742 if female]� [1.210 if black].
Data obtained in the first 24h after admission were used;

these were arterial blood gas information (pH, bicarbon-
ate level, PaO2, and PaCO2); blood urea nitrogen (BUN)
level; serum creatinine level; electrolyte (sodium, chloride,
potassium, calcium, and phosphorus) concentrations; the
serum anion gap; the arterial lactate level; leukocyte num-
ber; hemoglobin level; platelet counts; C-reactive protein
(CRP), albumin, lactate dehydrogenase (LDH), amylase,
and lipase levels; and prothrombin (PT) activity expressed
as a percentage of the normal level. Acute pancreatitis
was diagnosed when amylase and/or lipase levels were at
least threefold greater than the normal values.

All values are expressed as means ± standard devia-
tions (SDs). Pearson’s chi-squared test was used to
explore the significance of qualitative differences. The
parametric Student’s t-test was employed to compare
the means of samples similar in terms of variance.
Bivariate analysis was used to determine correlations
between continuous variables. Multivariate logistic
regression analysis was performed to identify which risk
factors for death, identified upon simple regression,
remained significant. All statistical analysis was per-
formed with the aid of SPSS for Windows version 18.0
(SPSS, Chicago, IL, USA). A p value <.05 was taken to
indicate statistical significance.

Results

Baseline characteristics

We included a total of 46 patients and their clinical and
biological characteristics are shown in Table 1. Of all
patients, 87% were males. At admission, 50% of
patients were in shock and required vasoactive support;
39% needed mechanical ventilation, and 85% had AKI
diagnosed using the RIFLE criteria. Ten patients had
acute pancreatitis. The mean arterial pH was 6.97. Renal
replacement therapy was required by 14 patients.

Prognostic factors

At admission, the mean probability of mortality based
on the LODS score was 36%. In fact, 16 of the 46
patients (35%) died in hospital (Tables 1 and 2). Data
from the univariate comparison of survivors and non-
survivors are shown in Table 2. Inotropic support,
mechanical ventilation, and renal replacement therapy
were more frequently required by non-survivors
(p¼ .029, .005, and .048, respectively). The frequencies
of AKI (diagnosed using the RIFLE criteria) and acute
pancreatitis did not differ between the two groups.
Both the total LODS score and the probability of mor-
tality yielded by the score were higher in non-survivors
(p¼ .011 and .009, respectively). None of arterial pH,
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plasma lactate level, the plasma crude or corrected
anion gap, the white blood cell count, or the hemoglo-
bin or CRP level differed between the groups.
Prothrombin activity, serum platelet count, and the
albumin level were significantly lower (p¼ .012, .004,
and .017, respectively), and the LDH level significantly
higher, in non-survivors (p¼ .018). The relative risks of
death yielded by univariate component analysis of
arterial pH< 7.0, a total LODS score >6, a serum albu-
min level <3.0 g/dL, and an LDH level >800 IU/L are
shown in Table 3. The total LODS score and the serum
albumin LDH level were significant predictors of prog-
nosis. Multivariate analysis was used to define factors
among the above variables independently associated
with mortality (Table 3). The serum albumin and LDH
levels were significant predictors of prognosis (odds
ratio (OR): 26.37 [1.6–436.8], p¼ .022; and OR: 41.17
[2.55–665.49], p¼ .009, respectively), whereas arterial
pH and the LODS score were not.

Correlations between the LODS score and
biological variables

We found significant correlations between the LODS
score and arterial pH (r¼ –.371, p¼ .019), serum

Table 2. Comparison between survivors and non-survivors.
Characteristics Survivors (30) Non-survivors (16) p Value

Age (yr) 49.23 ± 10.48 50.50 ± 8.56 .680
Male/female, n (%) 25/5 (83.3) 15/1 (93.8) .318
Initial systolic blood pressure (mm/Hg) 108.57 ± 33.67 110.06 ± 35.28 .888
Inotropic support at admission, n (%) 11 (36.7) 12 (75.0) .029
Need for mechanical ventilation, n (%) 7 (24.1) 11 (68.8) .005
Need for renal replacement therapy, n (%) 6 (20.0) 8 (50.0) .048
AKI, n (%) 24 (80.0) 15 (93.8) .464
Risk 4 (16.7) 5 (33.3)
Injury 6 (25.0) 5 (33.3)
Failure 14 (58.3) 5 (33.3)

Acute pancreatitis (%) 6 (20.7) 4 (25.0)
Total LODS score 5.13 ± 4.04 8.56 ± 4.49 .011
Probability of mortality based on the LODS score (%) 28.08 ± 27.20 52.61 ± 32.65 .009
Arterial pH 7.01 ± 0.22 6.89 ± 0.27 .115
Bicarbonate (mmol/L) 4.73 ± 3.12 5.31 ± 4.39 .606
BUN (mmol/L) 30.82 ± 21.48 27.51 ± 15.92 .591
Ceatinine (mmol/L) 2.32 ± 1.73 2.17 ± 1.19 .749
Lactate (mmol/L) 13.05 ± 9.21 16.12 ± 7.46 .315
Serum anion gap (AG) (mmol/L) 40.46 ± 10.29 35.49 ± 9.14 .112
Corrected AG (mmol/L) 40.85 ± 9.84 37.51 ± 9.44 .273
Prothrombin activity (%) 64.10 ± 19.94 47.69 ± 20.10 .012
Total bilirubin 1.71 ± 1.19 2.06 ± 0.51 .371
White blood cell (x103/mm3) 9.70 ± 9.33 16.48 ± 16.13 .077
Hemoglobin (g/dL) 12.96 ± 3.05 12.06 ± 2.23 .308
Platelet (�103/mm3) 210.20 ± 102.26 119.75 ± 85.10 .004
Albumin (g/dL) 3.86 ± 0.83 3.19 ± 0.93 .017
Amylase (U/L) 157.56 ± 183.68 409.80 ± 674.88 .073
Lipase (U/L) 90.89 ± 120.47 144.00 ± 190.77 .275
LDH (IU/L) 501.69 ± 598.44 1520.52 ± 380.13 .018
CRP (mg/L) 18.26 ± 38.69 24.66 ± 49.81 .654

LODS: Logistic organ dysfunction system.

Table 1. Main clinical and biological characteristics of patients
at admission.
Characteristics n¼ 46

Age (yr) 49.67 ± 9.78
Male/female, n (%) 40/6 (87.0)
Initial systolic blood pressure (mm/Hg) 109.09 ± 33.85
Inotropic support at admission, n (%) 23 (50)
Need for mechanical ventilation, n (%) 18 (39.1)
Renal replacement therapy, n (%) 14 (30.4)
AKI, n (%) 39 (84.8)
Risk 9 (23.1)
Injury 11 (28.2)
Failure 19 (48.7)

Acute pancreatitis, n (%) 10 (21.7)
Total LODS score 6.33 ± 4.47
Probability of mortality based on the LODS score (%) 36.62 ± 31.17
Arterial pH 6.97 ± .24
Bicarbonate (mmol/L) 4.94 ± 3.57
BUN (mmol/L) 29.67 ± 19.61
Serum creatinine (mmol/L) 2.27 ± 1.55
Plasma lactate (mmol/L) 14.35 ± 8.53
Serum anion gap (AG) (mmol/L) 39.69 ± 10.09
Corrected AG (mmol/L) 40.54 ± 9.73
Prothrombin activity (%) 58.27 ± 21.30
Total bilirubin 1.86 ± 1.54
White blood cell (x103/mm3) 12.84 ± 12.16
Hemoglobin (g/dL) 12.65 ± 2.81
Platelet (x103/mm3) 178.74 ± 105.12
Albumin (g/dL) 3.63 ± .92
Amylase (U/L) 247.64 ± 438.04
Lipase (U/L) 109.86 ± 149.31
LDH (IU/L) 779.11 ± 1076.45
CRP (mg/L) 20.50 ± 42.38

LODS: Logistic organ dysfunction system.
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albumin level (r¼ –.389, p¼ .013), serum LDH level
(r¼ .554, p< .001), prothrombin activity (r¼ –.473,
p¼ .002), and platelet number (r¼ –.387, p¼ .014)
(Figure 1). The serum albumin level also correlated posi-
tively with prothrombin activity and platelet number
(r¼ .576, p< .001 and r¼ .590, p< .001, respectively),
but not arterial pH (r¼ .049, p¼ .748). Serum LDH level
significantly correlated with all of arterial pH, prothrom-
bin activity, and platelet number (r¼ –.399, p¼ .007,
r¼ –.532, p< .001, and r¼ –.403, p¼ .006, respectively)
(Figure 2).

Discussion

We found that AKA was associated with high mortality,
and that prognostic factors included the LODS score,
prothrombin activity, platelet number, and albumin and
LDH levels (especially the latter two factors).

The LODS score calculated on admission accurately
predicts both early and late ICU mortality [24–27]. The
score also accurately assesses disease severity and
organ dysfunction in critically ill patients such as those
with severe sepsis and/or ARDS [28–31]. The prognosis
of patients with metformin-associated lactic acidosis
was reflected by their LODS scores, which precisely
measured multiple organ dysfunctions [32]. Thus, we
initially used this scoring system to predict the progno-
sis of AKA patients; we had earlier noted that some
patients had poor prognoses. Upon single-variable ana-
lysis, the LODS score was significantly associated with
prognosis. In particular, the probability of mortality
yielded by the LODS score was very close to the actual
mortality (36% vs. 34.8%). Thus, the LODS score can be
used to predict AKA severity.

Although AKA patients usually have high plasma lev-
els of free fatty acids, severe acidemia is uncommon

Figure 1. Correlation between LODS score and arterial pH, serum albumin level, LDH, prothrombin activity, and platelet number.

Table 3. Univariate and multivariate analyses for risk factors for death associated with AKA.

Characteristics

Univariate analysis Multivariate analysis

p value OR 95% CI p value OR 95% CI

pH <7.0 .129 2.877 .800–10.35 .058 13.955 .913–213.26
Total LODS score >6 .035 4.250 1.090–16.62 .545 1.819 .262–12.632
Albumin <3.0g/dL .032 5.056 1.190–21.41 .022 26.373 1.592–436.78
LDH >800 IU/L .000 28.000 3.300–258.4 .009 41.169 2.547–665.485

OR: Odds ratio, LDH: lactate dehydrogenase, LODS: logistic organ dysfunction score, CI: confidence interval.
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because concurrent conditions including volume deple-
tion, alcohol withdrawal, pain, and severe liver disease
create mixed acid/base disturbances [4,5]. We found
that acidemia (as reflected by the plasma bicarbonate
level and pH) was generally absent; the bicarbonate
level did not differ between survivors and non-survi-
vors. A previous report found that sudden unexplained
deaths occurred in 10% of chronic alcoholics. Thorough
necropsies, standard toxicology screens, and scene
investigations were not informative [19]. The cited
authors proposed that severe electrolyte derangement
(involving potassium and/or magnesium levels) might
explain the sudden deaths. We found no difference in
sodium or potassium levels between survivors and
non-survivors.

The plasma BOHB level of AKA patients correlates
with the frequency of unexplained death [18,19]. Kadis
et al. [18] found that BOHB levels were significantly ele-
vated in alcoholic patients who died such deaths, as
compared to those whose deaths could, in fact, be
explained. Denmark also considered that plasma BOHB
was the principal cause of unexplained death in chronic
alcoholics and proposed that alcoholic ketosis may
have triggered fatal hypoglycemia [19]. In our present
study, the plasma BOHB level did not significantly differ
between survivors and non-survivors, being in fact
slightly higher in survivors (data not shown). However,
we cannot state that the BOHB level was not a good
indicator of prognosis because this was measured in

only six patients. We did not encounter any hypogly-
cemia. Thomsen et al. suggested that acidosis per se
could derange vital metabolic functions and cause
death [13]. The cited authors described unexpected
deaths in AKA patients as “ketoalcoholic deaths” and
subsequently reported that 7% of all sudden deaths in
a prospective series of alcoholics were of this nature
[17]. Pounder et al. [22] also proposed that AKA accom-
panied by high levels of ketone bodies might explain
10% of sudden hitherto unexplained deaths in alco-
holics. We completely agree with the view of the cited
authors that AKA per se causes sudden death via either
a direct toxic effect or another unknown mechanism.

The LDH level was the best predictor of AKA patient
death. A high LDH level usually indicates that cell turn-
over is elevated; this is a feature of various injuries. LDH
levels are high in patients with cancer, hemolysis, tissue
breakdown, liver disease, and pancreatitis. Although we
do not know why the LDH level correlated positively
with mortality, underlying chronic liver disease and/or
acute liver injury, heart disease, rhabdomyolysis, and/or
pancreatitis may have elevated the LDH level. Albumin
level and the prothrombin component (a component of
the LODS score) also correlate with the severity of
chronic liver disease. These indices also correlated posi-
tively with AKA prognosis. The LODS score exhibited
significant predictive power upon single-variable, but
not multivariable, analysis. We consider that other
parameters, such as the LDH level, predict prognosis

Figure 2. Correlation between serum albumin and LDH level and arterial pH, prothrombin activity, and platelet number.
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very accurately, thus attenuating the power of the
LODS score upon multivariable analysis.

Our study had certain limitations attributable to its
retrospective nature. First, we could not thoroughly
evaluate the causes of death because those who died
did so soon after admission. Most patients died within
3 days; neither the causes of death nor underlying dis-
eases were subjected to thorough work-up, especially
in patients who visited the hospital on public holidays.
Second, acetoacetate and BOHB levels were available
for only a few patients, compromising statistical power.
Third, AKA patient numbers were low, and mortality
high, again attenuating the statistical power. The high
mortality is explained by the fact that our hospital is a
regional facility; most critical patients are transferred to
us from other hospitals but mild cases are not.
Therefore, our patients may not have exhibited typical
AKA characteristics.

Conclusions

AKA per se is commonly associated with a poor prog-
nosis, as are the several complications that may accom-
pany AKA; the LODS score accurately reflects this.
Therefore, LODS score might be helpful to predict the
prognosis of AKA patients.

Ethical approval

The study protocol was approved by the Institutional
Review Board at Gyeongsang National University
Hospital (IRB No: 2014–05-026).
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References

[1] Jenkins DW, Eckle RE, Craig JW. Alcoholic ketoacidosis.
JAMA. 1971;217:177–183.

[2] Levy LJ, Duga J, Girgis M, et al. Ketoacidosis associ-
ated with alcoholism in nondiabetic subjects. Ann
Intern Med. 1973;78:213–219.

[3] Cooperman MT, Davidoff F, Spark R, et al. Clinical
studies of alcoholic ketoacidosis. Diabetes. 1974;23:
433–439.

[4] Fulop M, Hoberman HD. Alcoholic ketosis. Diabetes.
1975;24:785–790.

[5] Wrenn KD, Slovis CM, Minion GE, et al. The syndrome
of alcoholic ketoacidosis. Am J Med. 1991;91:119–128.

[6] Palmiere C, Augsburger M. The postmortem diagnosis
of alcoholic ketoacidosis. Alcohol Alcohol. 2014;49:
271–281.

[7] Kanetake J, Kanawaku Y, Mimasaka S, et al. The rela-
tionship of a high level of serum beta-hydroxybuty-
rate to cause of death. Leg Med (Tokyo). 2005;7:
169–174.

[8] McGuire LC, Cruickshank AM, Munro PT. Alcoholic
ketoacidosis. Emerg Med J. 2006;23:417–420.

[9] Tanaka M, Miyazaki Y, Ishikawa S, et al. Alcoholic
ketoacidosis associated with multiple complications:
report of 3 cases. Intern Med. 2004;43:955–959.

[10] Yanagawa Y, Sakamoto T, Okada Y. Six cases of sud-
den cardiac arrest in alcoholic ketoacidosis. Intern
Med. 2008;47:113–117.

[11] Clark JC. Sudden death in the chronic alcoholic.
Forensic Sci Int. 1988;36:105–111.

[12] Hansen AU, Simonsen J. The manner and cause of
death in a forensic series of chronic alcoholics.
Forensic Sci Int. 1991;49:171–178.

[13] Thomsen JL, Felby S, Theilade P, et al. Alcoholic ketoa-
cidosis as a cause of death in forensic cases. Forensic
Sci Int. 1995;75:163–171.

[14] Thomsen JL. Alcoholic ketoacidosis as a cause of
death, who came first? Alcohol Alcohol. 2014;49:687

[15] W€ollner K, Hesz C, Madea B. Death by alcoholic ketoa-
cidosis–analytical procedure and case report. Arch
Kriminol. 2015;236:103–114.

[16] Dewantoro O, Nasution IR, Kasjmir YI. Sepsis and
acute respiratory distress syndrome in alcoholic ketoa-
cidosis. Acta Med Indones. 2004;36:153–158.

[17] Thomsen JL, Simonsen KW, Felby S, et al. A prospect-
ive toxicology analysis in alcoholics. Forensic Sci Int.
1997;90:33–40.

[18] Kadis P, Balazic J, Ferlan-Marolt V. Alcoholic ketoacido-
sis: a cause of sudden death in chronic alcoholics.
Forensic Sci Int. 1999;103:S53–S59.

[19] Denmark LN. The investigation of beta-hydroxybuty-
rate as a marker for sudden death due to hypogly-
cemia in alcoholics. Forensic Sci Int. 1993;62:225–232.

[20] Thomsen JL, Theilade P, Felby S, et al. Alcoholism and
ketoacidosis. Forensic Sci Int. 1993;60:3–4.

[21] Thomsen JL. Chronic alcoholism in a forensic material.
2. Causes and manners of death in alcoholics. Med Sci
Law. 1996;36:209–216.

[22] Pounder DJ, Stevenson RJ, Taylor KK. Alcoholic ketoa-
cidosis at autopsy. J Forensic Sci. 1998;43:812–816.

[23] Le Gall JR, Klar J, Lemeshow S, et al. The logistic
organ dysfunction system. A new way to assess organ
dysfunction in the intensive care unit. ICU Scoring
Group. JAMA. 1996;276:802–810.

[24] Metnitz PG, Lang T, Valentin A, et al. Evaluation of the
logistic organ dysfunction system for the assessment
of organ dysfunction and mortality in critically ill
patients. Intensive Care Med. 2001;27:992–998.

[25] Afessa B, Gajic O, Keegan MT. Severity of illness and
organ failure assessment in adult intensive care units.
Crit Care Clin. 2007;23:639–658.

[26] Timsit JF, Fosse JP, Troch�e G, et al. Calibration and
discrimination by daily logistic organ dysfunction scor-
ing comparatively with daily sequential organ failure
assessment scoring for predicting hospital mortality in
critically ill patients. Crit Care Med. 2002;30:
2003–2013.

698 H. N. JANG ET AL.



[27] Timsit JF, Fosse JP, Troch�e G, et al. Accuracy of a com-
posite score using daily SAPS II and LOD scores for
predicting hospital mortality in ICU patients hospital-
ized for more than 72 h. Intensive Care Med.
2001;27:1012–1021.

[28] Khwannimit B. Serial evaluation of the MODS, SOFA
and LOD scores to predict ICU mortality in mixed crit-
ically ill patients. J Med Assoc Thai. 2008;91:
1336–1342.

[29] Vosylius S, Sipylaite J, Ivaskevicius J. Sequential organ
failure assessment score as the determinant of out-
come for patients with severe sepsis. Croat Med J.
2004;45:715–720.

[30] Wang H, Ye L, Yu L, et al. Performance of sequential
organ failure assessment, logistic organ dysfunction
and multiple organ dysfunction score in severe sepsis
within Chinese intensive care units. Anaesth Intensive
Care. 2011;39:55–60.

[31] Chen YX, Li CS. Risk stratification and prognostic per-
formance of the predisposition, infection, response,
and organ dysfunction (PIRO) scoring system in septic
patients in the emergency department: a cohort
study. Crit Care. 2014;18:R74.

[32] Seidowsky A, Nseir S, Houdret N, et al. Metformin-
associated lactic acidosis: a prognostic and thera-
peutic study. Crit Care Med. 2009;37:2191–2196.

RENAL FAILURE 699


	Abstract
	Introduction
	Materials and methods
	Results
	Baseline characteristics
	Prognostic factors
	Correlations between the LODS score and biological variables

	Discussion
	Conclusions
	Ethical approval
	Disclosure statement
	References


