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Correlation between transforming growth factor-alpha level and biochemical
indicators in patients with diabetic nephropathy treated by hemodialysis
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Abstract: Objective To explore the correlation between the transforming growth factor-a (TGF-a) level
and biochemical indicators in the patients with diabetic nephropathy treated by hemodialysis. Methods Sixty
patients with diabetic nephropathy treated by hemodialysis in this hospital from January 2018 to January 2019
were selected as the study group,and contemporaneous 60 persons undergoing healthy physical examination in
this hospital were selected as the control group. The urine volume, urine protein,urea nitrogen, creatinine, uric
acid,hemoglobin and albumin in the study group were detected before and after treatment,at the same time,
the levels of serum TGF-a and epidermal growth factor receptor (EGFR) were detected in the control group
and study group (before and after treatment). Then the correlation between the levels of TGF-a and EGFR
with other related indicators before and after treatment was analyzed. Results The levels of serum TGF-a and
EGFR in the study group were significantly higher than those in the control group (P<C0. 05) ,and which after
hemodialysis treatment were decreased significantly (P<C0. 05). After hemodialysis treatment, the levels of u-
rine volume, urine protein, urea nitrogen, creatinine and uric acid were significantly decreased (P <{0. 05),
while the residual renal function and hemoglobin level were significantly increased (P<Z0. 05). Serum TGF-«
and EGFR levels were positively correlated with the urine volume, urine protein,urea nitrogen,creatinine and
uric acid levels before and after treatment (P <C0. 05),while negatively correlated with the hemoglobin level
(P<C0.05). Conclusion The TGF-a level in the patients with diabetic nephropathy treated by hemodialysis
has the correlation with the biochemical indicators reflecting the renal injury.thus detecting TGF-a level may
judge the renal function of the patients.
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