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Total (N=243)

Acute kidney injury (AKI) can occur in patients with acute or chronic liver |  SEESEEES mean SD 6118
diseases. Meanwhile, AKI can aggravate hepatic dysfunction and both | Zoec k=_” %) - 17437 %60065)
entities can complicate critically ill patients with systemic diseases. We onclkidngiluiscas Nl (S
. . e . Glasgow coma score, mean (SD 9+4
aimed to evaluate short-term and long-term outcomes in critically ill
. . . . . APACHE Il score, mean (SD 22+8
patients with concomitant severe AKI and liver dysfunction.

Table 1 Patient characteristics

Introduction

Variables

OFA score, mean (SD 1314
Ventilator used, n (% 221 (91.0)
PS, mean (SD 812
This was a secondary analysis from the InSEA RRT registry-a | LI=S8RuEERNES) 2749
prospective cohort study. We included critically ill patients with stage 3 | [EllealER{telel SR ERRICIRIEEE 111(81,179)
AKI as defined by Kidney Disease: Improving Global Outcomes (KDIGO) ilirubin (mg/dL), median (IQR) _ 3.3(1.3,7.4)
and liver dysfunction at King Chulalongkorn Memorial Hospital. Liver aseline creatinine (mg/dL), median (IQR 0.94 (0.7, 1.42)
dysfunction by primary liver disease included acute liver failure (ALF), ﬁlf 'ZL”O:Z;%S“S'”‘E et} s (e 2'51(;;%8(’53'75)
acute-on-chronic Iiv_er fa_ilgre (ACLF) aqd acute decompe_nsateq cirr_h(_)sis actate (Mmol/L " median (IGR 3_8(1_ _9',7_5)
(AD). Secondary liver injury was defined as an acquired liver injury | |RSaBEENTes 181 (65,628)
(bilirubin > 2 mg/dL or transaminase > 5 times of ULN) without | [NEZENEINes 80 (28,347)
underlying liver disease. The primary outcome was mortality at 28 days icarbonate (mmol/L), median (IQR 17 +-7
or hospital discharge. rine output day 1 (mL), median (IQR 271 (70, 725)
rine NGAL (ng/mL), median (IQR) (n=113 1599 (645,3303)
Liver transplant, n (% 3(1.2)
A total of 243 patients were included in the analysis. The mean age was | [e-I G EA)
61 years (+x18); 61% were male and 30% had baseline chronic kidney Liver 41 (16.9)
disease (CKD). Fifty-nine (22%) patients had primary liver disease; ALF Sepsis 119 (49.0)
(5.1%), ACLF (40.7%) and AD (54%), whereas 184 (75%) patients had | | Sakia e lE 2 ekl
. .. . . Renal hypoperfusion 23 (9.5)
secondary Ilvgr injury. Renal replacement therf'apy (R_RT) was initiated in Nephrotoxic 28 (11.5)
209 .(86%) patlgnts. At 28_day§, 147 (60%.) patients dl.ed and 38 (40%) (.)f 209 (86.0)
survivors remained on dialysis. Multivariable analysis showed hepatic
encephalopathy, RRT, low serum albumin, and low baseline serum 2(0.9)
creatinine to be associated with 28-day mortality. Extracorporeal liver 184 (82.9)
support was performed in 13 (5%) patients, and only 3 patients received 36 (16.2)
liver transplant. Cause of liver dysfunction was not associated with an | [®{EqReleslle Rl FISeTl))
increased risk of death (OR 0.74; 95%CI 0.36-1.52; p=0.412). In patients Total, median (IQR) 28 (16,45)
who received continuous renal replacement therapy (n=186), non- 2‘_‘0’ i ({75) Joree 5i)
survivors were likely to have a lower therapy time and receive no-| Eieschiat e EEELintl)

. . o Regional citrate 62 (32.1)
anticoagulants than survivors. At 1 year, 208 (85.6%) developed el 22 (11.4)
MAKE 365, comprising death (96.7%), RRT (0.5%), and doubling of serum NSS flush 108 (56.0)
creatining (1.9%). 1279 (-106,2847)

-61 (-1152,1326)

s ) Fluid balance day 7 (mL), median (IQR -222 (-1306,500)
A"";, athH°SP'ta' 0Odds Ratio[95%Cl]
jischarge Fluid balance day 1 (%) e 0.99[0.90,1.09]
— n=96 (40 /o) :

Y [ Etiology of liver dysfunction 0.74[0.36,1.52]
prem—— apuiiiags Early renal recovery Dialysis —e 1.12[0.34,3.68]
n'= 40 (41.2%) 3

i i Late renal recove Lactate e 1.12[1.01,1.24
1,547 1CU with AKI 243 ICL.I patients wnh AKI ne15(156) ry i [ 1
and liver dysfunction . :
stage 3 by KDIGO eligible for enroliment No renal recovery Albumin e 0.53[0.28,0.99]
n=41(42.7) :
\—/ AKI diagnosis creatinine l—O—w 0.73[0.54,0.99]
rl:;irgggltlf;sar disease In hospital SOFA score —e—i 1.28[1.13,1.44]
e ALF,n=3(1%) mortality Baseline Creatinine . 0.60[0.28,1.26]
e ACLF, n=25(10%) n =147 (60%) |
e AD,n =32 (13%)
Secondary liver injury T T T T . S
1 1.5 2 25 3.5 4

n= 184(76%)

Figure 1 Patients flow chart

Figure 2 Multivariable Cox Regression Analysis for mortality at 28 days or hospital discharge

Conclusions

Patients with concomitant AKI and liver dysfunction have poor kidney outcomes and high mortality. In resource-limited settings, further studies are needed to
determine optimal RRT-related factors to improve outcomes in this high-risk group of patients.
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