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ABSTRACT Objective: To analyze the changes of serum hepatocyte growth factor (HGF), cystatin C (Cys-C) and thrombin activat-
ed fibrinolytic inhibitor (TAFI) in patients with chronic glomerulonephritis and their clinical diagnostic value. Methods: 71 cases of
chronic glomerulonephritis admitted and treated in our hospital from January 2017 to May 2018 were selected as the chronic glomeru-
lonephritis group and 83 cases of healthy subjects for physical examination in our hospital were selected as the healthy control group. The
serum levels of HGF, Cys-C and TAFI in the two groups were compared, the correlation between the above indicators and renal function
of patients were analyzed to evaluate their diagnostic value for the chronic glomerulonephritis. Results: The serum levels of HGF, Cys-C
and TAFI in the chronic glomerulonephritis group were significantly higher than those in the control group (P<0.05). The serum levels of
HGF, Cys-C and TAFI in patients with chronic glomerulonephritis after treatment were significantly lower than those before treatment
(P<0.05). The serum levels of HGF, Cys-C, TAFI and renal function indexes (creatinine (Scr), urea nitrogen (BUN), uric acid (UA)) were
significantly positively correlated in patients with chronic glomerulonephritis (all P<0.05). The area under the curve for the diagnosis of
chronic glomerulonephritis by serum HGF level was 0.826, and the sensitivity and specificity were 0.747 and 0.746. The area under the
curve for the diagnosis of chronic glomerulonephritis was 0.821, and the sensitivity and specificity were 0.687 and 0.859, respectively.
The subcurve area, sensitivity and specificity of serum TAFI in the diagnosis of chronic glomerulonephritis were 0.816, 0.855 and 0.647.
The combined detection of serum HGF, cys-c and TAFI levels in the diagnosis of chronic glomerulonephritis was 0.951 under the curve,
and the sensitivity and specificity were 0.831 and 0.757. Conclusion: The serum levels of HGF, Cys-C and TAFI may be involved in the
pathogenesis of chronic glomerulonephritis, which can be used as diagnostic and prognostic indicators for the chronic glomerulonephritis.
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Table 1 Comparison of the general data between the two groups[x* s, n(%)]

Gender Respiratory Heart rate
Groups n Age (years) ) ) DBP(mmHg) SBP(mmHg) TG(mmHg)
Male Female rate (x/min) (x/min)
Control group 83  37(44.58) 46(55.42) 36.47+ 430 18.96% 2.65 8230+ 10.52 79.51+ 9.50 114.20% 13.27 2.18+ 0.26
Chronic
glomerulonephritis 71 38(53.52)  33(46.48) 34.98+ 5.34 19.63+ 2.01 80.04+ 12.09 87.04+ 12.18* 126.48+ 16.40" 2.13+ 0.30
group
HER(EE 5)
Continue table(xt )
Groups n TC(mmHg) ALB(g/L) FPG(mmol/L) Scr(wmol/L) BUN(mmoV/L) UA(%+ mol/L)
Control group 83 3.40+ 0.53 4539+ 5.75 4.98+ 0.66 58.01+ 7.94 4.84% 0.52 334.10% 40.21
Chronic
71 3.55+ 0.41 43.60+ 6.77 5.15+ 0.53 74.29+ 9.88" 7.90+ 0.93" 350.92+ 46.78"

glomerulonephritis group

Note: Comparison with control group, “P<0.05.
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Table 2 Comparison of the serum levels of HGF, Cys-C and TAFI between the two groups(xt s)

Groups n HGF(pg/mL) Cys-C(mg/L) TAFI(mg/L)
Control group 83 187.24+ 28.91 0.62+ 0.13 6.54+ 0.89
Chronic glomerulonephritis group 71 410.33% 56.33% 1.15¢ 0.19* 12.70+ 1.65*

Note: Compared with control group, *P<0.05.

* 3 BEENKE K EHRITRIFME HGF, Cys-C. TAFL KFH LR (xE )

Table 3 Comparison of the serum levels of HGF, Cys-C and TAFI in patients with chronic glomerulonephritis before and after treatment(xt s)

Time n HGF(pg/mL) Cys-C(mg/L) TAFI(mg/L)
Before treatment 71 410.33% 56.33 1.15¢ 0.19 12.70% 1.65
After treatment 71 268.41+ 25.11° 0.78+ 0.09° 7.59+ 0.94°

Note: Compared with before treatment, *P<0.05.

& 4 BHEE/NKEREEME HGF.Cys-C. TAFL K FH B T BEIEHRHIIE K 1%

Table 4 Correlation of serum levels of HGF, Cys-C, TAFI with the renal function indicators of patients with chronic glomerulonephritis

Scr(pumol/L) BUN(mmol/L) UA(mol/L)
Indicators
r P P r P
HGF 0.419 0.009 0.380 0.019 0.375 0.026
Cys-C 0411 0.014 0.402 0.016 0.360 0.031
TAFI 0.430 0.002 0.369 0.027 0.423 0.015

2.5 Imni&F HGF,Cys-C.TAFI 7k 2 B 18 M 15 /MR 18 % 59 ROC
B 2 AT
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Table 5 ROC curve of serum HGF, Cys-C and TAFI combined to determine chronic glomerulonephritis

95%CI
Indicator Area SE Sig Sensitivity Specificity Cutoff
Lower limit ~ Upper limit
HGF 0.826 0.033 0.000 0.762 0.891 0.747 0.746 0.537
Cys-C 0.821 0.035 0.000 0.758 0.894 0.687 0.859 0.663
TAFI 0.816 0.034 0.000 0.749 0.883 0.855 0.647 0.435
Joint 0.951 0.017 0.000 0.918 0.983 0.831 0.957 0.757
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Fig.1 ROC curve of the detection of serum HGF, Cys-C and TAFI levels

in the diagnosis of chronic glomerulonephritis
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