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Study on the efficacy of dapagliflozin combined with telmisartan

in the treatment of IgA nephropathy”
TANG Junping' ,LUO Pingping”™ ,HE Min' ,TAN Zhenqin®
(1. Department of Nephrology ;2. Department of Ophthalmology A f filiated Yuebei People’s
Hospital of Shantou University Medical College sShaoguan ,Guangdong 512026 ,China)

[Abstract] Objective To study the clinical efficacy and safety of dapagliflozin combined with telmisar-
tan in the treatment of adult IgA nephropathy (IgAN). Methods A total of 40 patients with primary IgAN
admitted to this hospital from January 2024 to January 2025 were selected as the study subjects. They were
randomly divided into an experimental group and a control group using a random number table method, with
20 patients in each group. The control group received telmisartan 80 mg once daily. The experimental group
received dapagliflozin 10 mg once daily in addition to the same telmisartan regimen. The 24 hours urinary pro-
tein (24h-UPro) , ALB,Scr,BUN,and UA levels of patients in both groups were measured before treatment,
and at 3 and 6 months after treatment,and the incidence of adverse reactions was also recorded. Results At 3
and 6 months after treatment,the 24h-UPro levels in both groups were lower than before treatment,and the
ALB level was higher than before treatment, with statistically significant differences (P <C0. 05) ;at the same
time points,the 24h-UPro level in the experimental group was lower than that in the control group,and the
ALB level was higher than that in the control group, with statistically significant differences (P <C0. 05).
There were no statistically significant differences in Scr,BUN,and UA levels between the two groups at dif-
ferent time points before and after treatment (P >>0.05). The adverse reaction rate in the experimental group
was 10.00% ,and in the control group was 5. 00% , with no statistically significant difference between the two
groups (P >>0. 05). Conclusion Dapagliflozin combined with telmisartan can effectively reduce proteinuria
levels in patients with IgAN,with good safety.
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