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Abstract: This review study aims to identify assessment procedures and risk factors of for the occurrence of AKI in 

the postoperative period of hepatectomy. We intended to review the incidence of AKI in case of hepatoectomy. We 

performed a search using electronic databases; MEDLINE, and EMBASE, through October, 2017. Search 

strategies used following MeSH terms in searching: “Postoperative acute kidney injury”, “hepatectomy”, 

“surgery”, “assessment”, “management”.  

The present evidence recommend that AKI ought to be viewed as a dynamic procedure and also an unique healing 

target. The temporary end results of liver resection may be enhanced by protecting against AKI with an extra 

rigorous selection of HCC candidates for surgical treatment and the very early diagnosis and also fast treatment of 

AKI. When reviewing patients at risk of establishing AKI, the multidisciplinary conferences utilized to determine 

whether to proceed to surgery and also postoperative management might be enhanced by involving nephrologists. 

Keywords: acute kidney injury (AKI), HCC, post-hepatectomy liver failing (PLF). 

1. INTRODUCTION 

Postoperative acute kidney injury (AKI) represent 18 - 47% of all hospital-acquired AKIs [1,2]. Despite the minimal 

information concerning the event of acute kidney injury (AKI) after partial hepatectomy, the reported occurrence ranges 

from 0.9% to 15.1% [2,3,4]. An extensive analysis of the scarce data [5] is also hampered by the lack of consensus on the 

specific definition of AKI after liver resection. The occurrence of AKI in today research according to ICA and also AKIN 

standards was 17.9%, and also according to RIFLE criteria was 15.7%. This AKI occurrence was above various other 

publications on the subject [2,4]. Candidates for liver resections frequently existing with multiple possible danger factors 

concerning postoperative AKI, such as extreme bleeding throughout the hepatectomy, and also the event of post-

hepatectomy liver failing (PLF) [5,6]. At some point, patients can have a combination of disrespects, that can be 

aggravated by distributive circulatory derangements by sepsis [5,6] or direct exposure to nephrotoxic drugs [7]. 

The hemodynamic changes in patients after significant liver resections, mainly in patients with underlying chronic liver 

injury, may simulate those of patients with acute liver failure or cirrhosis [8]. Thus, the existing standards suggested by 

the International Club of Ascites (ICA) for the meaning of AKI would be the most appropriate criteria for these patients, 

considering that pee result dimension, as well as static lotion creatinine (sCr) degrees, are not consisted of in ICA 

standards [9]. 

Liver resection is significant stomach surgical procedure and also is hardly ever associated with massive blood loss [10]. 

If the hypovolemia due to extreme blood loss proceeds and also the decrease in oxygen delivery continues to be 

uncorrected, the renal medulla could be at risk to ischemic acute tubular necrosis; subsequently, these patients may 

experience AKI [11]. 

This review study aims to identify assessment procedures and risk factors of for the occurrence of AKI in the 

postoperative period of hepatectomy. We intended to review the incidence of AKI in case of hepatoectomy. 
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2. METHODOLOGY 

We performed a search using electronic databases; MEDLINE, and EMBASE, through October, 2017. Search strategies 

used following MeSH terms in searching: “Postoperative acute kidney injury”, “hepatectomy”, “surgery”, “assessment”, 

“management”. Then we also searched the bibliographies of included studies for further relevant references to our review. 

Studies had to be relevant to our criteria which should be review, systematic reviews, or clinical studies restriction to only 

English language published articles with human subject were applied in our search strategies 

3. DISCUSSION 

AKI is an important postoperative problem that increases morbidity and also death, with an occurrence varying from 10% 

to 30% after a significant surgical treatment [12,13]. In a retrospective research study of 10,518 patients with regular renal 

function, postoperative AKI was associated with enhanced death also in patients that recuperated their renal function at 

the time of health center discharge [12]. In another research study, patients with postoperative AKI were reported to have 

more dependence in the activities of day-to-day living at 6 months after discharge [13]. 

The partial liver resections may likewise be essential in the management of intricate cystic liver diseases, benign biliary 

structures, some cases of hepatic trauma and more lately with living donor liver transplantation [14]. With the refinement 

of medical strategies, boosted selection of patients to procedure, developments in anesthetic assistance and also 

perioperative care, this traditionally intricate and also feared operation has ended up being a regular treatment in the past 

20 years, with acceptable mortality prices ranging from 3.1% to 4.5% [15]. 

Among the possible problems of significant surgeries, including the partial hepatectomy, acute kidney injury (AKI) must 

be thought about as an essential cause of enhanced morbidity and postoperative mortality [12,13], with an incidence 

ranging from 10% to 30% after significant operations [16,17]. Literature information report an occurrence of 1% of AKI 

in the postoperative major non-cardiac surgery without liver resection regarding 20% after cardiac surgery as well as 50% 

after liver transplantation [13,17]. 

In the specific circumstance of liver resections, there are restricted and heterogeneous data relating to the event of AKI in 

the postoperative duration, with an incidence ranging from 0.9% to 15.1% of the patients, and its clinical importance 

(health center, morbidity and death stay) were not conclusively explored as well as clarified [18,19,20]. 

Complications following hepatectomey: 

Studies obtained its values in the postoperative period, including the most modified worths in the first 30 postoperative 

days. Postoperative complications the first 30 postoperative days tape-recorded were: Post-hepatectomy haemorrhage 

(PHH), post-hepatectomy liver failing (PHLF), biliary fistula, postoperative ascites, wound infection, lung problems, 

including pulmonary infection, acute breathing distress syndrome as well as acute lung injury, cardio issues, including 

coronary insufficiency, cardiac arrhythmias, outer thrombosis, thromboembolism, as well as stroke [12, 21,22,23]. 

The occurrence and hosting of AKI were defined according to the ICA criteria [9], although the RIFLE [24] as well as 

AKIN [25] requirements were utilized for relative objectives (Table 1). Making use of aminoglycosides, kidney 

replacement therapy (hemodyalisis), the occurrence of hepatorenal disorder (HRS) [9] as well as hospitalization time in 

days were recorded. The general problems were identified according do Clavien-Dindo classification for postoperative 

difficulties [26]. 

Table 1: Postoperative overall complications and acute kidney injury staging according to International Club of Ascites [9], 

risk, injury, failure, loss, end-stage [24] and Acute Kidney Injury Network [25] criteria 

Overall complications 113 (25.3) 

Overall complications (Clavien-Dindo classification)  

I 46 (10.3) 

II 25 (5.6) 

III a/b 18 (4.0) 

IV a/b 7 (1.6) 

V (death) 17 (3.8) 
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AKI (ICA) 80 (17.9) 

I 26 (5.8) 

II 21 (4.7) 

III 33 (7.4) 

AKI (RIFLE) 70 (15.7) 

Risk 16 (3.6) 

Injury 21 (4.7) 

Failure 33 (7.4) 

AKI (AKIN) 80 (17.9) 

I 26 (5.8) 

II 21 (4.7) 

III 32 (7.2) 

HRS 11 (2.5) 

RRT (hemodyalises) 9 (2.0) 

Definition of postoperative AKI after hepatectomy:  

AKI is characterized by the deterioration of kidney function over a period of hours to days, resulting in the failing of the 

kidney to eliminate nitrogenous waste products as well as to preserve liquid and electrolyte homeostasis [24]. In recent 

times, a number of standards have been recommended for the medical diagnosis of AKI in general populace, especially 

the "Risk, Injury, Failure, Loss of Renal Function and also End-Stage Renal Disease" (RIFLE) standards [24], the "Acute 

Kidney Injury Network" (AKIN) requirements [25] as well as a lot more recently, the criteria recommended by a panel of 

experts, which combine the AKIN and also the RIFLE criteria, therefore proposing a new classification: The "Kidney 

Disease Improving Global Outcomes" criteria [26] (Table 2). 

Table 2: Current diagnostic criteria for acute kidney injury in general population 

 RIFLE criteria [24] AKIN criteria [25] KDIGO criteria [26] 

Diagnostic 

criteria 

Increase in SCr to ≥ 1.5 times 

baseline, within 7 d; or GFR 

decrease > 25%; or urine volume < 

0.5 mL/kg per hour for 6 h 

Increase in sCr by ≥ 0.3 mg/dL 

(26.5 mmol/L) within 48 h; or 

increase in sCr ≥ 1.5 times 

baseline within 48 h; or urine 

volume < 0.5 mL/kg per hour 

for 6 h 

Increase in sCr by ≥ 0.3 mg/dL 

(26.5 mmol/L) within 48 h; or 

increase in SCr to ≥ 1.5 times 

baseline, which is known or 

presumed to have occurred within 

the prior 7 d; or urine volume < 

0.5 mL/kg per hour for 6 h 

 Risk: sCr increase 1.5-1.9 times 

baseline; or GFR decrease 25%-

50%; or urine output < 0.5 mL/kg 

per hour for 6 h 

Stage 1: sCr increase 1.5-1.9 

times baseline; or sCr increase 

≥ 0.3 mg/dL (26.5 mmol/L); or 

urine output < 0.5 mL/kg per 

hour for 6 h 

Stage 1: sCr increase 1.5-1.9 times 

baseline; or sCr increase ≥ 0.3 

mg/dL (26.5 mmol/L); or urine 

output < 0.5 mL/kg per hour for 6-

12 h 

Staging Injury: sCr increase 2.0-2.9 times 

baseline; or GFR decrease 50%-

75%; or urine output < 0.5 mL/kg 

per hour for 12 h 

Stage 2: sCr increase 2.0-2.9 

times baseline; or urine output 

< 0.5 mL/kg per hour for 12 h 

Stage 2: sCr increase 2.0-2.9 times 

baseline; or urine output < 0.5 

mL/kg per hour for ≥ 12 h 

 Failure: sCr increase ≥ 3.0 times 

baseline: or GFR decrease 50%-

75%; or sCr increase ≥ 4.0 mg/dL 

(353.6 mmol/L) with an acute 

increase of at least 0.5 mg/dL (44 

mmol/L); or urine output < 0.3 

mL/kg per hour for ≥ 24 h; or 

anuria for ≥ 12 h 

Stage 3: sCr increase 3.0 times 

baseline; or sCr increase ≥ 4.0 

mg/dL (353.6 mmol/L) with an 

acute increase of at least 0.5 

mg/dL (44 mmol/L); or urine 

output < 0.3 mL/kg per hour for 

≥ 24 h; or anuria for ≥ 12 h 

Stage 3: sCr increase 3.0 times 

baseline; or sCr increase to ≥ 4.0 

mg/dL (353.6 mmol/L); or 

initiation of renal replacement 

therapy; or urine output < 0.3 

mL/kg per hour for ≥ 24 h; or 

Anuria for ≥ 12 h 
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AKIN: Acute Kidney Injury Network; GFR: Glomerular filtration rate; KDIGO: Kidney Disease Improving Global Outcome; RIFLE: 

Risk, Injury, Failure, Loss, End stage renal disease; sCr: Serum creatinine. 

The first concern regarding the meaning of post-operative AKI after partial hepatectomy, would certainly be determining 

which of these recommended AKI standards is most appropriate for these patients going through liver resection. Whereas 

acute tubular necrosis (ATN), resulting from hypoxic damages to the kidney medulla, is taken into consideration as a 

major source of postoperative AKI [26], various from basic populace, liver resections are frequently performed in the 

visibility of practical deficiency of the hepatic parenchyma, as in fibrosis, steatosis, cirrhosis, chemotherapy-induced 

injury and also in biliary obstruction [15]. The current technological renovations in liver surgical treatment have resulted 

in a development as well as more liberal indicators for significant hepatectomies in patients with these underlying liver 

conditions [27], however, the threat of postoperative problems, such as AKI, have actually remained crucial concerns 

[27,28]. 

In the specific case of hepatocellular carcinoma, the tumor typically appears in a cirrhotic liver, which is a factor to 

unfavorable postoperative cause big treatments, concerning renal dysfunction, AKI is a common and also possibly deadly 

event in patients with cirrhosis, with a reported frequency of 14%-50% in patients with cirrhosis, this large range in 

prevalence is likely because of different research populations as well as varying interpretations of kidney disorder. 

Researchers reviewing survival predictors in cirrhosis, renal dysfunction was an effective predictor of fatality, as Child-

Pugh score [30,31,32] 

Along with parenchymal disorder, the portal high blood pressure degrees and also its hemodynamic effects are directly 

related to the degree of underlying liver injury, as it is observed in cirrhosis and also others problems, such as severe 

steatosis and chemotherapy-induced injury [33]. The types of chemotherapy-induced liver toxicity consist of steatosis 

[34], sinusoidal modifications, steatohepatitis, and also hemorrhagic central lobular necrosis. Steatosis stands for fatty 

modifications in the liver, with the presence of fat droplets within the hepatocytes [35], and it has been revealed that 

steatosis could hinder flow via sinusoids and also impair regrowth, and also, in addition, the liver's protective device 

versus oxidative tension seem impaired [36]. 

The reality that a considerable part of patients eligible for partial hepatectomy have underlying chronic liver condition or 

were subjected to systemic therapies with liver poisoning, the hemodynamic modifications in patients with significant 

liver resections might have similarities with those of patients with cirrhosis or acute liver failing, as well as depending on 

the remnant liver volume and also functional quality of parenchyma (steatosis/cirrhosis) the medical effects may be much 

more obvious [30]. 

Prevention AKI after hepatectomy: 

Despite the fact that patients could have greater than one factor adding to post-operative AKI after partial hepatectomy, 

ultimately intensified by sepsis [20, 24] or direct exposure to nephrotoxic medications [25], there are certain risk variables 

that must be managed and certain operative and also non-operative procedures that have to be taken on for avoidance of 

post-operative renal injury in these patients (Figure 1). 

 

Figure 1: Main risk factors and prevention of acute kidney injury after partial hepatectomy. 
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For prevention of intraoperative blood loss with following hemodynamic instability during the partial hepatectomy, there 

are intraoperative maneuvers that could be critical in the minute of parenchymal transaction, such as vascular control of 

the liver [21]. 

The vascular control of the liver is an efficient method to minimize blood loss during the hepatectomy. While different 

methods have been proposed, the two most widely used methods are the vascular inflow occlusion and full vascular 

exclusion [37,38]. Occlusion of the hepatic vascular inflow [39] by the application of tourniquet in hepatoduodenal 

ligament [40] is the earliest as well as most basic way to reduce blood loss throughout hepatectomy. The "Pringle 

maneuver" can be made use of constantly to normal livers under normothermic problems for a maximum of 60 min, as 

well as for 30 min in steatotic or cirrhotic livers, although longer durations have actually already been defined [41]. 

According Belghiti et al. [42] there is no considerable distinction in blood loss during surgical procedure making use of 

the Pringle maneuver constantly or periodically (15 minutes of anemia for 5 minutes’ reperfusion). These problems 

concerning longer periods of hepatic vascular inflow is generally since that blockage of the portal blood circulation causes 

venous congestion of the digestive tract, as well as in combination with warm ischemic liver injury it leads to a flush of 

anaerobic metabolites and also cytokines back into the circulation on the clamp launch [43]. In the total vascular 

exclusion [44], the occlusion of the hepatic vascular inflow is combined to hepatic venous exemption. The complete 

hepatic ischemia can be associated to hypothermic perfusion with cooled down conservation solution [45] as well as 

extracorporeal venovenous bypass, within situ" liver resection [46] or "sitting" liver resection [47]. 

4. CONCLUSION 

The present evidence recommend that AKI ought to be viewed as a dynamic procedure and also an unique healing target. 

The temporary end results of liver resection may be enhanced by protecting against AKI with an extra rigorous selection 

of HCC candidates for surgical treatment and the very early diagnosis and also fast treatment of AKI. When reviewing 

patients at risk of establishing AKI, the multidisciplinary conferences utilized to determine whether to proceed to surgery 

and also postoperative management might be enhanced by involving nephrologists. 
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