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Correlation Analysis of Dyslipidemia with Bilirubin and Protein Metabolism
in Patients with Nephrotic Syndrome*
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ABSTRACT Objective: To study the correlation between dyslipidemia with bilirubin and protein metabolism in patients with
nephrotic syndrome (NS). Methods: 50 patients with NS who were admitted to our hospital from May 2017 to May 2019 were included
in the study, and they were recorded as pathological group. In addition, 50 healthy patients who underwent physical examination in our
hospital during the same period were selected as the health group. The blood lipid metabolism related indicators [triglycerides (TG), total
cholesterol (TC), low-density lipoprotein cholesterol (LDL-C), high density lipoprotein cholesterol (HDL-C), apolipoprotein Al
(ApoAl), apolipoprotein B (ApoB)], blood bilirubin related indicators [the total bilirubin (TBIL), direct bilirubin (DBIL) and indirect
bilirubin (IBIL)] and protein metabolism related indicators [serum total protein (TP), serum albumin (ALB), urine trace albumin (UALB)]
levels were detected and compared, Pearson correlation analysis of the correlation between the indicators. Results: TG, TC, LDL-C,
ApoAl and ApoB levels in the pathological group were significantly higher than those in the healthy group, while HDL-C levels were
significantly lower than those in the healthy group (all P<0.05). The levels of TBIL, DBIL and IBIL in the pathological group were signif-
icantly lower than those in the healthy group (all P<0.05). TP and ALB levels in the pathological group were significantly lower than
those in the healthy group, while UALB levels were significantly higher than those in the healthy group (all P<0.05). According to Pear-
son correlation analysis, TG, TC, LDL-C, ApoA1l and ApoB were negatively correlated with TBIL, DBIL, IBIL, TP and ALB in patients
with NS (all P<0.05). TG, TC, LDL-C, ApoA1l, ApoB were positively correlated with UALB (all P<0.05). HDL-C were positively corre-
lated with TBIL, DBIL, IBIL, TP and ALB (all P<0.05). There was a negative correlation between HDL-C and UALB (all P<0.05). Con-
clusion: The dyslipidemia of patients with NS is closely related to the blood bilirubin and protein metabolism index, the blood bilirubin
and protein metabolism index may be involved in the mechanism of dyslipidemia in NS patients.
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Table 1 Comparison of dyslipidemia metabolism indicators between the two groups(xt s)

LDL-C HDL-C
Groups n TG(mmol/L) TC(mmol/L) ApoAl(g/L) ApoB(g/L)
(mmol/L) (mmol/L)
Pathological group 50 2.29+ 0.09 8.02+ 1.20 7.61+ 3.49 0.81+ 0.31 1.45+ 0.23 1.62+ 0.80
Health group 50 1.12+ 0.44 3.48+ 0.61 2.14% 1.05 1.31%£ 0.14 1.34% 0.21 0.95+ 0.27
t - 18.421 23.848 10.613 10.394 2.497 5.611
P - 0.000 0.000 0.000 0.000 0.014 0.000
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Table 2 Comparison of bilirubin related indicators between the two groups(xt )
Groups n TBIL( wmol/L) DBIL( wmol/L) IBIL( wmol/L)
Pathological group 50 6.10+ 2.74 1.65% 0.58 434+ 247
Health group 50 10.41+ 3.05 3.01% 1.20 7.61% 3.71
t - 7.433 7.215 5.188
P - 0.000 0.000 0.000
%3 MAEARIGFEXEIRAFEITE (£ 5)
Table 3 Comparison of protein metabolism related indicators between the two groups (xt s)
Groups n TP(g/L) ALB(g/L) UALB(mg/L)
Pathological group 50 53.10% 14.82 27.59+ 1.04 120.42+ 56.98
Health group 50 73.85% 26.29 4498+ 3.10 11.67+ 5.72
t 4.862 37.607 13.428
P 0.000 0.000 0.000

4 NS BEMAESMABL E . EE R IGERHMEXES T

Table 4 Correlation analysis of dyslipidemia with bilirubin and protein metabolism indicators in patients with NS

Related TBIL DBIL IBIL TP ALB UALB
indicators r P r P r r P r P r P
TG -0.405 0.023 -0.513 0.002 -0.529 0.000 -0.544 0.000 -0.592 0.000 0.566 0.000
TC -0.421 0.018 -0.572 0.000 -0.401 0.024 -0.581 0.000 -0.573 0.000 0.603 0.000
LDL-C -0.391 0.031 -0.566 0.000 -0.485 0.006 -0.594 0.000 -0.522 0.000 0.625 0.000
HDL-C 0.522 0.001 0.475 0.008 0.532 0.000 0.610 0.000 0.557 0.000 -0.432 0.014
ApoAl -0.583 0.000 -0.595 0.000 -0.584 0.000 -0.692 0.000 -0.658 0.000 0.517 0.002
ApoB -0.544 0.000 -0.558 0.000 -0.543 0.000 -0.582 0.000 -0.574 0.000 0.633 0.000
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