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Changes in Plasma Leptin, IL-4, IL-18 and TNF-«a Levels in Patients with

Nephrotic Syndrome and Their Clinical Significance*
FENG Ya, XIAO Xiang, ZHOU Ping, LUO Li, WANG Shao-qing”
(Department of Nephropathy, The First Affiliated Hospital of Chengdu Medical College, Chengdu, Sichuan, 610000, China)

ABSTRACT Objective: To explore the changes of plasma leptin, interleukin-4 (IL-4), interleukin-18 (IL-18) and tumor necrosis
factor - « (TNF-a) levels in patients with nephrotic syndrome and their clinical significance. Methods: 110 cases of nephrotic syndrome
diagnosed and treated in our hospital from February 2018 to October 2019 were selected as the observation group, and 110 healthy
patients who underwent physical examination in our hospital during the same period were selected as the control group. The plasma
leptin, IL-4, IL-18, TNF-a, 24 h proteinuria and plasma albumin levels were measured and compared between the two groups. The
correlation of plasma leptin, IL-4, IL-18 and TNF-a with 24 h proteinuria and plasma albumin were analyzed by Pearson method. The
diagnostic value of each index to nephrotic syndrome was analyzed by receiver operating characteristic curve (ROC). Results: Compared
with the control group, the plasma leptin, IL-4, IL-18 and TNF-« levels in the observation group were significantly increased (P<0.05).
Compared with the control group, 24 h proteinuria in the observation group was significantly increased, and plasma albumin level was
significantly decreased (P<0.05). The plasma leptin, IL-4, IL-18 and TNF-« levels were positively correlated with 24 h proteinuria, while
negatively correlated with plasma albumin (P<0.05). The diagnostic value of plasma leptin, IL-4, IL-18 and TNF-« in the combined
diagnosis of nephrotic syndrome was significantly higher than that of single diagnosis of plasma leptin, IL-4, IL-18 and TNF-a.
Conclusion: The plasma leptin and inflammatory cytokines levels are significantly increased in patients with nephrotic syndrome, which
are correlated with the patients' 24 h proteinuria and plasma albumin. The combined detection of plasma leptin , IL-4, IL-18 and TNF-« is
of high diagnostic value for nephrotic syndrome.
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Table 1 Comparison of plasma leptin, IL-4, IL-18 and TNF-q levels between the two groups(xzs )

Groups n leptin( pg/L) IL-4(pg/L) IL-18(pg/mL) TNF-a(pg/mL)
Control group 110 10.92+3.52 10.52+3.39 40.55+13.08 78.56+25.34
Observation group 110 27.39+8.06 21.66+6.37 58.73£17.27 101.29+£29.79
t 19.646 16.187 8.800 6.095
P 0.000 0.000 0.000 0.000

22 AR 24h EHRKEMEEEBKFELLER

WERZ 24h 2 A PRI 5 T B, 10 103 14 28 7K
AR T X IR (P<0.05), W32 2,
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Table 2 Comparison of 24h proteinuria and plasma albumin levels between the two groups(x=s )

Groups n 24h proteinuria( g/24h) Plasma albumin(g/L)
Control group 110 1.19+£0.38 37.84+7.42
Observation group 110 4.58+1.05 25.19+4.66
t 22.366 15.138
P 0.000 0.000

% 3 M3 leptin IL-4.IL-18 0 TNF-o 7k F 5 24h BB R A K M4 B E B H9HE KSR

Table 3 Correlation analysis of serum leptin, IL-4, IL-18 and TNF-« levels with 24h proteinuria and plasma albumin

24h proteinuria Plasma albumin
Indicators
r r P

leptin 0.488 0.000 -0.564 0.000

IL-4 0.547 0.000 -0.468 0.000

IL-18 0.437 0.000 -0.477 0.000
TNF-a 0.641 0.000 -0.591 0.000

4 M2 leptin JL-4,IL-18 I TNF-o 3t SHE SRS HT N E DT
Table 4 The diagnostic value of plasma leptin, IL-4, IL-18 and TNF-« in nephrotic syndrome

Variable AUC P 95%CI Sensitivity(%)  Specificity( % ) Best truncation value

leptin 0.707 0.000 0.616~0.798 80.6 76.9 19.21pg/L

IL-4 0.745 0.000 0.659~0.831 82.5 80.6 16.08pg/L

IL-18 0.763 0.000 0.680~0.846 84.1 84.7 49.68pg/mL
TNF-a 0.753 0.000 0.666~0.840 83.2 83.5 89.93pg/mL

leptin+IL-4+IL-18+TNF-a 0.925 0.000 0.880~0.970 90.2 88.7
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Plasma IL-18
—Plasma TNF-a

Plasma leptin+IL-4+IL-

18+TNF-a
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B 1 Mm% leptin IL-4,IL-18 F1 TNF-o ¥} B4 & RIS BT IME
Fig. 1 The diagnostic value of plasma leptin, IL-4, IL-18
and TNF -« in nephrotic syndrome
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ANE L DRERENT , A5 50 bR 24 b A 2 1 B s gl R ST E A
BNZPRY v AT R PRI P AR UK R R & 3 U
PREGAA: o R, oh T8 B0 B /NSRS, S BUR & 1)
M3 AR AR R 38 B AR AT BT R R, i —
AR FEAER IR leptin 7KV 5 24 h 25 RS TEARDG , 1 5 1. 2%
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3 55 5% T 3 (Signal transduction and transcriptional



DREYESSHE  biomed.cnjournals.com  Progress in Modern Biomedicine Vol21 NO.7 APR.2021

- 1341 -
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Jfl STAT3 {5 53d Bk Ay 1k, HE A HE B /MR A TR T, T3
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