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Abstract 

Background NAFLD is a spectrum of disorders ranging from hepatic steatosis to nonalcoholic steatohepati-
tis (NASH), NASH related cirrhosis and hepatocellular carcinoma (HCC). There is sparse data on the prevalence 
CKD in Egyptian patients with NAFLD. The aim of this study is to estimate the prevalence of CKD in the subjects 
with NAFLD and to assess the risk factors of CKD among them.

Methods A cross-sectional study was conducted on 430 patients from the Internal Medicine Department, Menoufia 
University Hospitals, including 215 patients with NAFLD, and 215 patients without NAFLD. NAFLD was diagnosed 
by abdominal ultrasonography. The liver fibrosis was assessed by NAFLD fibrosis score (NFS) and fibrosis-4 index (FIB-
4). CKD was defined as an estimated glomerular filtration rate (eGFR) < 60 ml/min/1.73 m2 and/or abnormal albumi-
nuria (urinary albumin-to-creatinine ratio ⩾ 30 mg/gm). The logistic regression analysis was performed to examine 
the association between NAFLD and risk of CKD.

Results The prevalence of CKD was higher in individuals with NAFLD than in those without NAFLD (38.1% vs 7.4%, 
p < 0.001). Logistic regression analysis demonstrated that both NAFLD and CKD were risk factors of each other. 
The presence of hypertension, high levels of BMI and waist circumference were the other independent risk fac-
tors of NAFLD. While the presence of DM, and the high level of BMI were the other significant risk factors of CKD 
in the NAFLD group.

Conclusion The presence and severity of NAFLD are associated with an increased risk of CKD.
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Background
Nonalcoholic fatty liver disease (NAFLD) is one of the 
most frequent chronic liver diseases and it has become 
a global health problem in the last two decades [1]. The 
frequency of NAFLD in the general population has been 
estimated to be over 25%, and it tends to be rapidly 

increasing, with an estimated 3.6 million new cases per 
year [2].

NAFLD is characterized by fat infiltration of the liver in 
the absence of significant alcohol intake, use of medica-
tions, or medical conditions that cause fatty liver [3]. It 
covers a wide range of conditions, including basic hepatic 
steatosis and nonalcoholic steatohepatitis (NASH), which 
can lead to cirrhosis, end-stage liver disease, hepatocel-
lular carcinoma (HCC), or the need for a liver transplant 
over time [4]. NAFLD has been linked to several extrahe-
patic disorders, including obesity, diabetes, dyslipidemia, 
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and hypertension, as well as a few other serious chronic 
diseases, including chronic kidney disease [5].

Chronic kidney disease (CKD) is a leading cause of death 
and disability-adjusted life years (DALYs). The global bur-
den of CKD is increasing, and it has emerged as a major 
public health concern [6]. To lessen the worldwide burden 
of CKD, it is critical to identify the causes and risk factors. 
NAFLD and CKD share some risk factors in common, 
such as visceral obesity, type 2 diabetes, hypertension, and 
metabolic syndrome, and both disorders are connected to 
an elevated risk of cardiovascular disease [7].

The potential relationship between NAFLD and CKD 
has recently attracted scientists’ interest. Establishing 
a relationship between liver and kidney injury would 
help to identify kidney illness sooner and enable for the 
selection of medicines that target both liver and kidney 
disease, with potentially beneficial preventative and ther-
apeutic implications [8].

To our knowledge, no studies have assessed the rela-
tionship between NAFLD and CKD in the Egyptian 
population. So, the aim of this study was to estimate the 
prevalence of CKD in the subjects with NAFLD and to 
assess the risk factors of CKD among them.

Methods
This cross-sectional study was conducted on 430 eligible 
patients from those admitted to the Internal Medicine 
Department, Menoufia University Hospitals, includ-
ing 215 patients with NAFLD, and 215 patients without 
NAFLD aiming to compare the prevalence of CKD in the 
NAFLD and non-NAFLD group and to assess the risk 
factors of CKD in NAFLD individuals.

Exclusion criteria
Individuals with a history of hepatitis B surface antigen 
or hepatitis C antibody positivity, a history of excessive 
alcohol consumption (⩾30 g/day in men and ⩾20 g/day 
in women) [5], individuals with decompensated liver cir-
rhosis, with active malignancy, and those who refuse to 
join the study were excluded.

Study methods

• Full medical history was taken from each patient 
including socio demographic data e.g., age, sex, 
chronic illnesses as DM, hypertension.

• Blood pressure was measured.
• Anthropometric measures were taken including: 

weight, height, and waist circumference.
• Laboratory investigations which were done to all 

patients include: CBC, Creatinine, Urea, Uric acid, 
eGFR, Urinary albumin-to-creatinine ratio (ACR), 
ALT, AST, Total bilirubin, Prothrombin activity, 

LDH, Albumin, Fasting blood sugar (FBS), Lipid pro-
file (total cholesterol, triglycerides, LDL, and HDL).

• BMI was calculated as weight in kilograms divided by 
height in meters squared); Obesity was defined as a 
BMI of ⩾30 kg/m2 [9].

• Metabolic syndrome (MetS) was defined according 
to the National Cholesterol Education Program ATP 
III criteria [10] as the presence of any three or more 
of the following metabolic conditions:

• Abdominal obesity, waist circumference ⩾ 102 cm in 
men and ⩾ 88 cm in women.

• Serum triglycerides (TG) ⩾ 150 mg/dL (1.7 mmol/L) 
or drug treatment for elevated triglycerides.

• Serum high-density lipoprotein cholesterol < 40 
mg/dL (1.0 mmol/L) in men and < 50 mg/dL (1.3 
mmol/L) in women or drug treatment for low high-
density lipoprotein cholesterol.

• Blood pressure ⩾ 130/85 mmHg or drug treatment 
for elevated blood pressure.

• Fasting blood glucose ⩾ 100 mg/dL (5.6 mmol/L) or 
drug treatment for elevated blood glucose.

• Diabetes mellitus (DM) was defined as a fasting 
blood glucose level of ⩾125 mg/dl, [11], or prescrip-
tion of antidiabetic drugs.

• Hypertension was defined as systolic blood pressure 
(SBP) ⩾ 130 mmHg, diastolic blood pressure (DBP) 
⩾ 85 mmHg [12], or prescription of antihypertensive 
drugs.

• NAFLD was diagnosed based on evidence of fatty 
liver on ultrasonography. According to the presence 
of fatty liver in ultrasonography, participants will be 
divided into the NAFLD group and non-NAFLD 
group.

• The severity of liver fibrosis was assessed noninva-
sively using the NAFLD fibrosis score (NFS) and 
fibrosis 4 (FIB-4) score.

The NFS was calculated as: − 1.675 + 0.037 × age 
(years) + 0.094 × BMI (kg/m2) + 1.13 × impaired fast-
ing glucose/diabetes (yes = 1, no = 0) + 0.99 × AST/ALT 
ratio − 0.013 × platelet count (× 109 /L) – 0.66 × albumin 
(g/dL) [13].

The FIB-4 score was calculated according to the follow-
ing formula:

The lower and upper cutoffs for NFS will be − 1.455 and 
0.676, respectively, and those for FIB-4 will be 1.3 and 
2.67, respectively. A score below the lower cutoff will be 
used to exclude advanced fibrosis, while a score above the 
upper cutoff will be indicative of advanced fibrosis [13].

Age × AST (IU/L) / platelet count (×109 /L) × ALT (IU/L)
1

2
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The estimated glomerular filtration rate (eGFR) was 
calculated using the Modification of Diet in Renal Disease 
(MDRD) equation as follows: eGFR = 186 × [serum cre-
atinine (mg/dL)] − 1.154 × [age (years)] − 0.203 × (0.742 if 
female) [14].

CKD was defined as eGFR < 60 mL/min/1.73 m2 and/
or urinary albumin-to-creatinine ratio (ACR) ⩾ 30  mg/
gm [15].

Stages of CKD were defined according to the kidney 
disease: Improving Global Outcomes (KDIGO) guide-
lines [15].

– Stage 1, urinary albumin-to-creatinine ratio (ACR) ⩾ 
3 mg/mmol with eGFR ⩾ 90 mL/min/1.73 m2.

– Stage 2, ACR ⩾ 3 mg/mmol with eGFR of 60–89 mL/
min/1.73 m2.

– Stage 3, eGFR of 30–59 mL/min/1.73 m2 (with or 
without ACR ⩾ 3 mg/mmol).

– Stage 4, eGFR of 15–29 mL/min/1.73 m2.
– Stage 5, eGFR < 15 mL/min/1.73 m2.

Abnormal albuminuria was defined as ACR ⩾ 30 mg/
gm [14].

Statistical analysis
The data was analyzed by SPSS (statistical package for 
social science) version 26.0 on IBM compatible computer 
(SPSS Inc., Chicago, IL, USA). The qualitative data was 
described as number and percentage and mean ± SD or 
median (IQR) for quantitative data. Data analysis was 
done by using Chi squared test, student’s t test, and 
Mann Whitney U test. Binary logistic regression analy-
sis (inter method) was performed to identify independent 
risk factors for NAFLD and CKD. The accepted level of 

significance in this work was started at 0.05 (P < 0.05 was 
considered significant).

Results
Four hundred and thirty subjects were enrolled in this 
cross-sectional study, and they were divided into two 
groups: the NAFLD group and non-NAFLD group 
including two hundred and fifteen subjects in each group. 
The mean age of the NAFLD group was 51.8 ± 11.5, while 
the non-NAFLD group mean age was 53.5 ± 9.2  years. 
The NAFLD group included 92 (42.8%) males and 123 
(57.2%) females while the non-NAFLD group included 
106 (49.3%) males and 109 (50.7%) females. The mean 
BMI and waist circumference of the NAFLD group 
were significantly higher than the non-NAFLD group 
(p < 0.001). DM, hypertension, metabolic syndrome, 
and CKD (Fig.  1) were significantly more prevalent in 
the NAFLD than the non-NAFLD group, (p < 0.001) 
(Table 1).

The mean values of the patients’ platelets, creatinine, 
urea, uric acid, ACR, AST, ALT, total cholesterol, tri-
glycerides, LDL, FBS, and LDH were significantly higher 
among the NAFLD group. While the mean values of 
the patients’ eGFR, albumin, prothrombin activity, and 
HDL were significantly higher among the non-NAFLD 
group. Abnormal albuminuria was significantly more 
present in the NAFLD than non-NAFLD group (24.7% 
vs 7%). There were no significant differences between 
either group regarding TLC, Hb, or total bilirubin 
(Table 1).

The multivariate regression analysis revealed that the 
presence of hypertension, CKD, and the high levels of 
BMI and waist circumference were the independent risk 
factors of NAFLD (Table 2).

Fig. 1 Bar chart displaying the difference between NAFLD and non-NAFLD cases regarding the prevalence of CKD (N = 430)
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The mean value of the NAFLD cases’ NFS score 
was -0.83 ± 1.87, while the mean value of the NAFLD 
cases’ FIB-4 score was 1.59 ± 1.16. By NFS stratification, 
advanced fibrosis was present in 17.2% of the NAFLD 
cases, while by FIB-4 score stratification, advanced 

fibrosis was present in 11.6% of the NAFLD cases 
(Table 3).

The mean BMI, TLC, creatinine, urea, uric acid, 
ACR, total cholesterol, FBS, LDH, and NFS score of 
the CKD patients were significantly higher than the 

Table 1 Basic and laboratory characteristics of the NAFLD and non-NAFLD groups (N = 340)

Values are expressed as mean ± SD or n (%)
# Chi2 test
* student’s t test
$ Mann-whitey U test

NAFLD
(n = 215)

Non-NAFLD
(n = 215)

P value

Age (Y) Mean ± SD 51.8 ± 11.5 53.5 ± 9.2 0.128*

Sex Male
Female

92 (42.8%)
123 (57.2%)

106 (49.3%)
109 (50.7%)

0.176#

BMI (kg/m2) Mean ± SD 32.1 ± 5.0 27.7 ± 2.0  < 0.001*
Waist circumference (cm) Mean ± SD 98.0 ± 14.1 84.7 ± 8.5  < 0.001*
DM Yes

No
73 (34%)
142 (66%)

41 (19.1%)
174 (80.9%)

 < 0.001#

Hypertension Yes
No

128 (59.5%)
87 (40.5%)

70 (32.6%)
145 (67.4%)

 < 0.001#

Metabolic syndrome Yes
No

78 (36.3%)
137 (63.7%)

16 (7.4%)
199 (92.6%)

 < 0.001#

CKD Yes
No

82 (38.1%)
133 (61.9%)

16 (7.4%)
199 (92.6%)

 < 0.001#

Laboratory 
investigations

CBC TLC (10*3/Ul) 7.3 ± 2.4 6.9 ± 2.0 0.060*

Hb 10.7 ± 1.6 11.0 ± 1.5 0.120*

PLts 261.6 ± 98.5
248 (187 – 330)

241.7 ± 93.3
224 (169 – 300)

0.032$

KFT Creatinine (mg/dl) 1.35 ± 1.37
0.8 (0.7 – 1.1)

0.72 ± 0.19
0.8 (0.6 – 0.8)

 < 0.001$

Urea (mg/dl) 46.4 ± 31.0
36 (33 – 43)

36.2 ± 20.1
33 (26 – 38)

 < 0.001$

Uric acid (mg/dl) 5.3 ± 1.4 0.7 ± 0.2  < 0.001*
ACR (mg/gm) 45.5 ± 95.4 12.0 ± 18.7 0.001$

eGFR (ml/min/1.73  m2) 79.9 ± 39.8
80.4 (58.8 – 104.5)

117.4 ± 48.7
105.5 (81.6 – 130.4)

 < 0.001$

Albuminuria Abnormal Normal 53 (24.7%)
162 (75.3%)

15 (7%)
200 (93%)

 < 0.001#

LFT AST 38.6 ± 24.2
40 (19 – 56)

27.0 ± 11.9
25 (19 – 34)

 < 0.001$

ALT 30.4 ± 16.6
31 (15 – 42)

22.3 ± 15.6
19 (13 – 28)

 < 0.001$

T bilirubin 0.58 ± 0.31
0.6 (0.3 – 0.8)

0.63 ± 0.42
0.6 (0.3 – 0.9)

0.189$

Albumin 3.7 ± 0.6 3.9 ± 0.4  < 0.001*
Prothrombin activity 75.3 ± 11.2 87.3 ± 9.2  < 0.001*

Lipid profile Total cholesterol 218.3 ± 96.9 175.5 ± 46.6  < 0.001*
Triglycerides 193.9 ± 106.2

170 (130 – 221)
157.1 ± 61.9
178 (99 – 200)

 < 0.001$

LDL 111.8 ± 40.6 96.5 ± 31.5  < 0.001*
HDL 40.9 ± 11.8 51.5 ± 16.5  < 0.001*

FBS 101.9 ± 33.9 87.1 ± 14.6  < 0.001*
LDH 202.3 ± 55.7 190.7 ± 31.6 0.008*
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non-CKD patients. While the mean eGFR, albumin, 
and HDL of the CKD patients were significantly lower 
than the non-CKD patients among the NAFLD group. 
The rates of DM, metabolic syndrome, NAFLD, and 
abnormal albuminuria were significantly higher in the 
CKD patients among the NAFLD group. There were no 
significant differences between both groups regarding 
waist circumference, platelets, Hb, AST, ALT, total bili-
rubin, prothrombin activity, triglycerides, LDL, FIB-4 
score, age, sex, or the rate of hypertension (Table 4).

The multivariate regression analysis revealed that the 
presence of DM, and the high level of BMI were the 
significant risk factors of CKD in the NAFLD group. 
While the high albumin level was a significant protec-
tive factor from CKD in NAFLD subjects (Table 5).

There was a significant difference between NFS sever-
ity categories of the NAFLD group regarding the CKD 
prevalence, the higher the NFS, the higher the CKD 
prevalence (Fig. 2).

Discussion
Nonalcoholic fatty liver disease (NAFLD) is one of the 
most common chronic liver diseases and has become 
a worldwide health burden over the past two decades. 
The prevalence of NAFLD has been reported to be rap-
idly increasing, with an estimated 3.6 million new cases 
annually [16]. NAFLD includes a broad range of disease 
spectrum, such as simple hepatic steatosis and nonal-
coholic steatohepatitis (NASH), which with time can 
progress to cirrhosis, end stage liver disease, hepatocel-
lular carcinomic (HCC), or the need for a liver trans-
plant [17]. NAFLD not only leads to end-stage liver 
disease but is also found to be strongly associated with 
increased prevalence of chronic kidney disease (CKD) 
[18].

NAFLD and CKD
This study showed that the prevalence of CKD was 38.1% 
among the NAFLD group (Fig. 1). Studies that assessed 
the prevalence of CKD in patients with NAFLD reported 
a relatively wide range. A Chinese cross-sectional study 
found that CKD is present in 15.8% of the NAFLD cases 
[5]. An analytical study based upon cross-sectional data 
from the NHANES database 1988–1994, consisting of 
more than 10,000 individuals who had periodic surveys 
conducted by the National center for Health Statistics 
(NCHS) of the Centers for Disease Control and Preven-
tion of the United States, reported that the prevalence of 
CKD among the NAFLD cases was 26.65% [19].

The prevalence of CKD in this study was significantly 
higher in the NAFLD than the non-NAFLD group 
(38.1% vs 7.4%). Another cross-sectional analysis of 343 
cases from Italy showed that the percentage of CKD in 
those with NAFLD was 54.4% vs. 24.2% in those with-
out steatosis [20].

Table 2 Binary logistic regression analysis (inter method) for independent risk factors for NAFLD

Univariate Multivariate

Risk factors Adjusted OR (95% CI) P value Adjusted OR (95% CI) P value

DM Not present Reference Reference
Present 2.18 (1.40 – 3.40) 0.001 0.77 (0.37 –1.61) 0.480

Hypertension Not present Reference Reference
Present 3.05 (2.05 – 4.52)  < 0.001 2.75 (1.55 – 4.85) 0.001

Metabolic syndrome Not present Reference Reference
Present 7.08 (3.96 – 12.65)  < 0.001 1.99 (0.80 – 4.95) 0.136

CKD Not present Reference Reference
Present 7.67 (4.30 – 13.68)  < 0.001 5.02 (2.30 – 10.94)  < 0.001

BMI 1.69 (1.50 – 1.90)  < 0.001 1.53 (1.34 – 1.74)  < 0.001
Waist circumference 1.11 (1.09 – 1.14)  < 0.001 1.09 (1.06 – 1.13)  < 0.001

Table 3 NAFLD severity of the NAFLD group (N = 215)

NAFLD cases
(n = 215)

NFS score Mean ± SD -0.83 ± 1.87

Median (IQR) -0.94 (-2.13 – 0.38)

NFS categories NFS < -1.455 77 (35.8%)

-1.455 ≤ NFS < 0.676 101 (47%)

NFS > 0.676 37 (17.2%)

FIB-4 score Mean ± SD 1.59 ± 1.16

Median (IQR) 1.37 (0.93 – 2.0)

FIB-4 categories FIB-4 < 1.3 101 (47%)

1.3 ≤ FIB-4 < 2.67 89 (41.4%)

FIB-4 > 2.67 25 (11.6%)
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Logistic regression analysis revealed that both CKD 
and NAFLD were independent risk factors for each 
other (Tables 2 and 5). CKD is significantly associated 
with ~ fivefold increased risk of NAFLD, and NAFLD 
is significantly associated with ~ threefold increased 
risk of CKD. This bidirectional relationship can be 
explained as that CKD shares similar risk factors with 
NAFLD, such as increasing age, obesity, hyperten-
sion, DM, and metabolic syndrome [19, 21]. Similarly, 

previous studies demonstrated that NAFLD was a risk 
factor of CKD [5, 22].

Moreover, the incidence of CKD increases as the 
NAFLD severity increases (Fig.  2), which may suggest 
that NAFLD could be a driving force for the development 
and progression of CKD [6]. An updated meta-analysis of 
13 studies with 1,222,032 individuals indicated the risk of 
CKD seems to parallel the severity of NAFLD [22]. The 
same results were found by Cao, et al., who revealed that 

Table 4 Comparison between CKD and non-CKD subjects with NAFLD (N = 215)

Values are expressed as mean ± SD, n (%), or median (IQR)
# Chi2 test
* student’s t test
$ Mann-whitey U

CKD
(n = 82)

Non-CKD
(n = 133)

P value

Sociodemographic Age (y) Mean ± SD 52.9 ± 10.6 51.1 ± 12.0 0.265*

Sex Male
Female

32 (39%)
50 (61%)

60 (45.1%)
73 (54.9%)

0.381#

Comorbidities BMI (kg/m2) Mean ± SD 33.6 ± 6.0 31.1 ± 3.9  < 0.001*

Waist circumference (cm) Mean ± SD 98.8 ± 15.2 79.5 ± 13.3 0.530*

DM Yes
No

47 (57.3%)
35 (42.7%)

26 (19.5%)
107 (80.5%)

 < 0.001#

Hypertension Yes
No

55 (67.1%)
27 (32.9%)

73 (54.9%)
60 (45.1%)

0.077#

Metabolic syndrome Yes
No

44 (53.7%)
38 (46.3%)

34 (25.6%)
99 (74.4%)

 < 0.001#

Laboratory investigations CBC TLC (10*3/Ul) 8.0 ± 2.5 6.9 ± 2.3 0.001*

Hb 10.6 ± 1.4 10.8 ± 1.7 0.306*

PLts 271.6 ± 96.4 255.4 ± 99.6 0.243$

KFT Creatinine (mg/dl) 2.3 ± 1.9 0.8 ± 0.1  < 0.001$

Urea (mg/dl) 61.2 ± 44.8 37.2 ± 10.4  < 0.001$

Uric acid (mg/dl) 5.6 ± 1.7 5.1 ± 1.2 0.007*

ACR (mg/gm) 117.7 ± 150.0 4.2 ± 7.2  < 0.001$

eGFR 50.9 ± 38.7 97.8 ± 28.3  < 0.001$

Albuminuria Abnormal Normal 53 (64.6%)
29 (35.4%)

0
133 (100%)

 < 0.001#

LFT AST 39.7 ± 26.3 38.0 ± 22.9 0.622$

ALT 31.3 ± 15.5 29.8 ± 17.3 0.530$

T. bilirubin 0.56 ± 0.29 0.60 ± 0.33 0.382$

Albumin 3.5 ± 0.6 3.8 ± 0.5  < 0.001*

Prothrombin activity 75.8 ± 12.2 75.0 ± 10.6 0.603*

Lipid profile Total cholesterol 237.7 ± 139.8 206.4 ± 53.5 0.021*

Triglycerides 195.7 ± 73.7 192.8 ± 122.3 0.845$

LDL 115.1 ± 40.3 109.8 ± 40.8 0.355*

HDL 38.8 ± 13.4 42.2 ± 10.6 0.041*

FBS 115.3 ± 44.9 93.6 ± 21.2  < 0.001*

LDH 212.3 ± 64.3 196.2 ± 49.0 0.039*

NFS score -0.29 ± 2.1 -1.17 ± 1.7 0.001*

FIB-4 score 1.6 ± 1.3 1.5 ± 0.9 0.509*
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the prevalence of CKD gradually increased in accordance 
with the severity of NAFLD [5].

NAFLD and metabolic comorbidities
This study showed that the rates of DM, hypertension, 
metabolic syndrome, the mean BMI and waist circum-
ference were higher among the NAFLD group (Table 1). 
This agrees with a previous study in Bangladesh [23], and 
another Chinese study [5], which showed that the indi-
viduals with NAFLD had significantly higher BMI and 
were more likely to have hypertension and diabetes.

The relationship between NAFLD and DM can be 
explained by the fact that NAFLD is known as the hepatic 
component of metabolic syndrome, and stronger evi-
dence demonstrates its association with diabetes mellitus 
[24, 25].

And regarding the relationship between obesity and 
NAFLD, this study showed that the mean BMI and waist 
circumference were higher among the NAFLD group 
(Table 1). This is supported by the similar findings of pre-
vious studies [5, 26].

Evidence revealed that fat distribution is a main 
pathophysiological mechanism for metabolic disease, 

Table 5 Binary logistic regression analysis (inter method) for independent risk factors for CKD in NAFLD cases

Univariate Multivariate

Risk factors Adjusted OR
(95% CI)

P value Adjusted OR
(95% CI)

P value

Comorbidities DM Not present Reference Reference
Present 5.53 (3.0 – 10.20)  < 0.001 4.83 (1.89 – 12.37) 0.001

Metabolic syndrome Not present Reference Reference
Present 3.37 (1.88 – 6.04)  < 0.001 1.09 (0.49 – 2.41) 0.831

BMI 1.12 (1.05 – 1.20) 0.001 1.12 (1.03 – 1.21) 0.006
Laboratory TLC 1.21 (1.07 – 1.36) 0.002 1.08 (0.94 – 1.25) 0.256

Albumin 0.30 (0.17 – 0.52)  < 0.001 0.38 (0.19 – 0.77) 0.006
Total cholesterol 1.01 (1.00 – 1.01) 0.031 1.004 (1.0 – 1.008) 0.069

HDL 0.98 (0.95 – 1.0) 0.043 0.99 (0.96 – 1.02) 0.387

FBS 1.02 (1.01 – 1.03)  < 0.001 1.01 (1.0 – 1.02) 0.244

LDH 1.005 (1.00 – 1.01) 0.049 1.00 (0.99 – 1.003) 0.234

Severity score NFS score 1.30 (1.11 – 1.52) 0.001 0.88 (0.71 – 1.09) 0.244

Fig. 2 Bar chart displaying the prevalence of CKD between subjects with non-NAFLD and NAFLD stratified by NAFLD fibrosis score (NFS)
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and abdominal obesity differs from a more equal fat 
distribution [27].

This study also demonstrated that high levels of 
both BMI and waist circumference were significantly 
independent risk factors for NAFLD (Table  2). Previ-
ous studies found similar results by logistic regression 
analysis [26, 28]. Likewise, a cohort of 2017 subjects 
showed that visceral fat was associated with increased 
incidence of NAFLD [29].

CKD risk factors in NAFLD subjects
This study showed that the multivariate regression 
analysis revealed that the presence of DM (OR = 4.83, 
95% CI: 1.89–1237), and the high level of BMI 
(OR = 1.12, 95% CI: 1.03 – 1.21) were the significant 
risk factors of CKD in NAFLD subjects (Table  5). A 
previous Indian study also demonstrated that type 
2 diabetes mellitus, was found to be an independent 
predictor of impaired renal function in patients with 
NAFLD [30].

Evidence showed that type 2 diabetes mellitus is an 
important risk factor for development of impaired renal 
function in the general population [31]. However, there 
are only few studies which have studied the causative 
role of presence of type 2 diabetes mellitus in caus-
ing impaired renal function in patients with NALFD. 
Studies from Asian population have found significant 
association of presence of type 2 diabetes mellitus and 
impaired renal function in patients with NAFLD [32].

On the other hand, a meta-analysis of correlation 
between impaired renal function and NAFLD found 
no association between presence of type 2 diabetes 
mellitus and impaired renal function in patients with 
NAFLD [33]. This meta-analysis comprised predomi-
nantly of data from studies done on the Western popu-
lation and thus showed different results.

In concordance with our results, the Indian study [30] 
and another study [32] also found that BMI was one of 
the predictors of CKD in patients with NAFLD.

Evidence showed that obesity is one of the strong-
est risk factors for ESRD in the twenty-first century 
[34].  Glomerular hypertrophy and hyperfiltration may 
accelerate kidney injury by increasing capillary wall 
tension of the glomeruli and decreasing podocyte den-
sity [35]. Several studies have assessed the role of obe-
sity in CKD and found that the higher BMI, the higher 
risk of CKD [36].

Obesity may contribute to the pathogenesis of kid-
ney damage through inflammation, oxidative stress, 
endothelial dysfunction, prothrombotic state, hyperv-
olemia, and adipokine derangements [37].

Conclusion
This study showed that the prevalence of CKD was 
higher in individuals with NAFLD than in those with-
out NAFLD. Both NAFLD and CKD were risk factors 
for each other. The presence of hypertension, and the 
high levels of BMI and waist circumference were the 
other independent risk factors of NAFLD. While the 
presence of DM, and the high level of BMI were the 
other significant risk factors of CKD in the NAFLD 
group. And the presence and severity of NAFLD were 
associated with an increased risk of CKD.

Abbreviations
NAFLD  Non-alcoholic fatty liver disease
CKD  Chronic kidney disease
NASH  Nonalcoholic steatohepatitis
HCC  Hepatocellular carcinoma
NFS  NAFLD fibrosis score
FIB-4  Fibrosis-4 index.
BMI  Body mass index
DM  Diabetes miletus
DALYs  Disability-adjusted life years
eGFR  Estimated glomerular filtration rate.
ACR   Albumin-to-creatinine ratio
MetS  Metabolic syndrome

Supplementary Information
The online version contains supplementary material available at https:// doi. 
org/ 10. 1186/ s43066- 023- 00297-1.

Additional file 1. Sample size calculation

Acknowledgements
Not applicable.

Authors’ contributions
HEK, study concept and design; EAA and AMM, study concept; EMA, clinical 
examination, and cases enrollment; AMM, examination, data collection, and 
first draft; All the authors read and approved the final manuscript.

Funding
This research did not receive any specific grant from funding agencies in the 
public, commercial, or not-for-profit sectors.

Availability of data and materials
The authors confirm that the data supporting the findings of this study are 
available within the article.

Declarations

Ethics approval and consent to participate
The study was approved by the faculty of medicine (Menoufia University), Eth-
ics Committee and informed consents were taken from the patients recruited 
to the study.

Consent for publication
Not applicable.

Competing interests
The authors declared no potential competing interests with respect to the 
research, authorship, and/or publication of this article.

https://doi.org/10.1186/s43066-023-00297-1
https://doi.org/10.1186/s43066-023-00297-1


Page 9 of 9Kasem et al. Egyptian Liver Journal           (2023) 13:63  

Received: 17 July 2023   Accepted: 5 November 2023

References
 1. Sinn DH, Kang D, Jang HR, Gu S, Cho SJ, Paik SW et al (2017) Develop-

ment of chronic kidney disease in patients with non-alcoholic fatty liver 
disease: a cohort study. J Hepatol 67(6):1274–1280

 2. Zou Z-Y, Fan J-G (2020) Incidence of chronic kidney disease in patients 
with non-alcoholic fatty liver disease. J Hepatol 73(1):214–216

 3. Kiapidou S, Liava C, Kalogirou M, Akriviadis E, Sinakos E (2020) Chronic 
kidney disease in patients with non-alcoholic fatty liver disease: what the 
hepatologist should know? Ann Hepatol 19(2):134–144

 4. Marcuccilli M, Chonchol M (2016) NAFLD and chronic kidney disease. Int 
J Mol Sci 17(4):562

 5. Cao Y, Deng Y, Wang J, Zhao H, Zhang J, Xie W (2021) The association 
between NAFLD and risk of chronic kidney disease: a cross-sectional 
study. Ther Adv Chronic Dis 12:20406223211048650

 6. Targher G, Byrne CD (2017) Non-alcoholic fatty liver disease: an emerging 
driving force in chronic kidney disease. Nat Rev Nephrol 13(5):297–310

 7. Byrne CD, Targher G (2020) NAFLD as a driver of chronic kidney disease. J 
Hepatol 72(4):785–801

 8. Mantovani A, Zaza G, Byrne CD, Lonardo A, Zoppini G, Bonora E et al 
(2018) Nonalcoholic fatty liver disease increases risk of incident chronic 
kidney disease: a systematic review and meta-analysis. Metabolism 
79:64–76

 9. Weir, C., and Jan, A. (2022): “BMI classification percentile and cut off 
points.” in StatPearls. StatPearls Publishing

 10. National Cholesterol Education Program (US). Expert Panel on Detection, 
Evaluation, & Treatment of High Blood Cholesterol in Adults. (2002): Third 
report of the National Cholesterol Education Program (NCEP) Expert 
Panel on detection, evaluation, and treatment of high blood cholesterol 
in adults (Adult Treatment Panel III) (No. 2). International Medical Pub

 11. American Diabetes Association (2009) Diagnosis and classification of 
diabetes mellitus. Diabetes care 32(Suppl 1):S62–S67. https:// doi. org/ 10. 
2337/ dc09- S062

 12. Ramzy, D. (2019): “Definition of hypertension and pressure goals during 
treatment (ESC-ESH Guidelines 2018).” Eur. Soc. Cardiol. J, 17

 13. Wong V, Adams L, de Lédinghen V, Wong G, Sookoian S (2018) Nonin-
vasive biomarkers in NAFLD and NASH—current progress and future 
promise. Nat Rev Gastroenterol Hepatol 15(8):461–478

 14. Levey A, Bosch J, Lewis J, Greene T, Rogers N, Roth D (1999) A more accu-
rate method to estimate glomerular filtration rate from serum creatinine: 
a new prediction equation. Ann Intern Med 130(6):461–470

 15. Levey A, Eckardt K, Tsukamoto Y, Levin A, Coresh J, Rossert J et al (2005) 
Definition and classification of chronic kidney disease: a position state-
ment from kidney disease: Improving Global Outcomes (KDIGO). Kidney 
Int 67(6):2089–2100

 16. Younossi ZM, Koenig AB, Abdelatif D, Fazel Y, Henry L, Wymer M (2016) 
Global epidemiology of nonalcoholic fatty liver disease—meta-analytic 
assessment of prevalence, incidence, and outcomes. Hepatology 
64(1):73–84

 17. Chalasani N, Younossi Z, Lavine JE, Charlton M, Cusi K, Rinella M et al 
(2018) The diagnosis and management of nonalcoholic fatty liver disease: 
practice guidance from the American Association for the Study of Liver 
Diseases. Hepatology 67(1):328–357

 18. Mantovani A, Petracca G, Beatrice G, Tilg H, Byrne CD, Targher G (2021) 
Non-alcoholic fatty liver disease and risk of incident diabetes mellitus: an 
updated meta-analysis of 501 022 adult individuals. Gut 70(5):962–969

 19. Sun, D. Q., Jin, Y., Wang, T. Y., Zheng, K. I., Rios, R. S., Zhang, H. Y., et al., 
(2021): “MAFLD and risk of CKD.” Metabolism: clinical and experimen-
tal, 115, 154433.https:// doi. org/ 10. 1016/j. metab ol. 2020. 154433 

 20. Targher G, Chonchol M, Bertolini L, Rodella S, Zenari L, Lippi G, Franchini 
M, Zoppini G, Muggeo M (2008) Increased risk of CKD among type 2 dia-
betics with nonalcoholic fatty liver disease. J Am Soc Nephrol 19(8):1564–
1570. https:// doi. org/ 10. 1681/ ASN. 20071 01155

 21. Lee YJ, Wang CP, Hung WC, Tang WH, Chang YH, Hu DW et al (2020) 
Common and unique factors and the bidirectional relationship between 
chronic kidney disease and nonalcoholic fatty liver in type 2 diabetes 
patients. Diabetes Metab Syndr Obes 13:1203

 22. Mantovani A, Petracca G, Beatrice G, Csermely A, Tilg H, Byrne CD et al 
(2022) Non-alcoholic fatty liver disease and increased risk of incident 
extrahepatic cancers: a meta-analysis of observational cohort studies. Gut 
71(4):778–788

 23. Alam S, Fahim SM, Chowdhury MAB, Hassan MZ, Azam G, Mustafa G et al 
(2018) Prevalence and risk factors of non-alcoholic fatty liver disease in 
Bangladesh. JGH Open 2(2):39–46

 24. Anstee QM, Targher G, Day CP (2013) Progression of NAFLD to diabetes 
mellitus, cardiovascular disease or cirrhosis. Nat Rev Gastroenterol Hepa-
tol 10(6):330–344

 25. Bedogni G, Kahn HS, Bellentani S, Tiribelli C (2010) A simple index of lipid 
overaccumulation is a good marker of liver steatosis. BMC Gastroenterol 
10:1–8

 26. Chen CH, Huang MH, Yang JC, Nien CK, Yang CC, Yeh YH et al (2006) 
Prevalence and risk factors of nonalcoholic fatty liver disease in an adult 
population of taiwan: metabolic significance of nonalcoholic fatty liver 
disease in nonobese adults. J Clin Gastroenterol 40(8):745–752

 27. Godoy-Matos AF, Silva Júnior WS, Valerio CM (2020) NAFLD as a con-
tinuum: from obesity to metabolic syndrome and diabetes. Diabetol 
Metab Syndr 12(1):1–20

 28. Tsai CH, Li TC, Lin CC (2008) Metabolic syndrome as a risk factor for nonal-
coholic fatty liver disease. South Med J 101(9):900–905

 29. Kim D, Chung GE, Kwak MS, Seo HB, Kang JH, Kim W et al (2016) Body fat 
distribution and risk of incident and regressed nonalcoholic fatty liver 
disease. Clin Gastroenterol Hepatol 14(1):132–138

 30. Nampoothiri RV, Duseja A, Rathi M, Agrawal S, Sachdeva N, Mehta M 
et al (2019) Renal dysfunction in patients with nonalcoholic fatty liver 
disease is related to the presence of diabetes mellitus and severity of liver 
disease. J Clin Exp Hepatol 9(1):22–28

 31. Thomas G, Sehgal AR, Kashyap SR, Srinivas TR, Kirwan JP, Navaneethan SD 
(2011) Metabolic syndrome and kidney disease: a systematic review and 
meta-analysis. Clinical journal of the American Society of Nephrology: 
CJASN 6(10):2364

 32. Yasui K, Sumida Y, Mori Y, Mitsuyoshi H, Minami M, Itoh Y et al (2011) 
Nonalcoholic steatohepatitis and increased risk of chronic kidney disease. 
Metabolism 60(5):735–739

 33. Musso G, Gambino R, Tabibian JH, Ekstedt M, Kechagias S, Hamagu-
chi M et al (2014) Association of non-alcoholic fatty liver disease with 
chronic kidney disease: a systematic review and meta-analysis. PLoS Med 
11(7):e1001680

 34. Chang A, Kramer H (2012) CKD progression: a risky business. Nephrol Dial 
Transplant 27(7):2607–2609

 35. Kazancioğlu R (2013) Risk factors for chronic kidney disease: an update. 
Kidney Int Suppl 3(4):368–371

 36. Kovesdy, C. P., Furth, S., Zoccali, C., and World Kidney Day Steering Com-
mittee (2017) Obesity and kidney disease: hidden consequences of the 
epidemic. Physiology international 104(1):1–14

 37. Mirrakhimov AE (2012) Obstructive sleep apnea and kidney disease: is 
there any direct link? Sleep Breath 16:1009–1016

Publisher’s Note
Springer Nature remains neutral with regard to jurisdictional claims in pub-
lished maps and institutional affiliations.

https://doi.org/10.2337/dc09-S062
https://doi.org/10.2337/dc09-S062
https://doi.org/10.1681/ASN.2007101155
https://doi.org/10.1681/ASN.2007101155

	The association between non-alcoholic fatty liver disease and chronic kidney disease in Egyptian patients
	Abstract 
	Background 
	Methods 
	Results 
	Conclusion 

	Background
	Methods
	Exclusion criteria
	Study methods
	Statistical analysis

	Results
	Discussion
	NAFLD and CKD
	NAFLD and metabolic comorbidities
	CKD risk factors in NAFLD subjects

	Conclusion
	Anchor 18
	Acknowledgements
	References


