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Abstract:Objective To analyze the levels and correlation of vascular endothelial growth factor (VEGF)
and transformed growth factor-f1 (TGF-81) in chronic glomerulonephritis patients. Methods A total of 60
patients with chronic glomerulonephritis who were treated in the hospital from March to May 2019 were se-
lected as the research group,and 60 patients with hypertensive nephropathy who were treated in the hospital
during the same period were selected as the hypertensive nephropathy group. 60 healthy people who under-
went physical examination were selected as the control group. The levels of creatinine (Scr) ,blood urea nitro-
gen (BUN) and triacylglycerol (TG) in serum samples of patients were detected by biochemical analyzer,and
VEGF and TGF-81 in urine of patients was detected by enzyme-linked immunosorbent assay. The levels of
VEGF in three groups were compared, LLogistic regression analysis on the risk factors for the occurrence of
chronic glomerulonephritis was conducted, the correlation of VEGF and TGF-81 and their predictive value for
chronic glomerulonephritis were analyzed. Results There were no differences in gender,age and body mass
index among the three groups (P >>0.05),which were comparable. The levels of Scr,BUN,TG,VEGF, TGF-
B1 in the study group were higher than those in the hypertensive nephropathy group and the control group
(P<C0.05). The percentages of patients who used vasoactive drugs,conducted mechanical ventilation, under-
went renal replacement therapy,the level of Scr at discharge,the highest SOFA score,and the length of stay in
the study group were all higher than those in the hypertensive nephropathy group (P<C0. 05). Logistic regres-
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sion analysis showed that VEGF, TGF-1,Scr,BUN,and TG were risk factors for chronic glomerulonephritis
(P<C0.05). The results of the receiver operating characteristic (ROC) curve showed that,the area under the
curve (AUC) of VEGF, TGF-B1 for diagnosing chronic glomerulonephritis was 0. 776 (95% CI: 0. 635 —
0.918,P =0.001),0.725 (95%CI:0.571—0.879,P=0.001),and the AUC of combined detection was 0. 943
(95%CI:0.851—0.999,P =0. 001). The diagnostic value of combined detection was higher. Conclusion In
patients with chronic glomerulonephritis, VEGF and TGF-1 levels are high,and VEGF, TGF-1,Scr,BUN and
TG are risk predictors of chronic glomerulonephritis, and the combined detection of VEGF and TGF-1 have

high diagnostic value for chronic glomerulonephritis.
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