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Objective To investigate the effect of dapagliflozin on the residual renal function ( RRF) in peritoneal dialysis
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[ Abstract]
(PD) patients. Methods Ten patients at the PD Center of Sichuan Provincial People’s Hospital receiving dapagliflozin were selected
as a dapagliflozin group. Another 30 PD patients who did not receive dapagliflozin treatment were matched with propensity score based
on gender, age, and 24-hour urine output were selected as a control group. The baseline and 24-hour urine output at 12 weeks, residu-
al renal creatinine clearance rate ( Cer) , residual renal urea clearance rate (Kt/V), and biochemical data were compared between the
two groups. The occurrence of adverse events were recorded. Results There was no significant difference in the 24-hour baseline urine
volume between the two groups (P>0.05). After 12 weeks, 24-hour baseline urine volume in the dapagliflozin group was higher than
that in the control group (P<0.05). There was no difference in residual kidney Cer and residual kidney Kt/V at 12 weeks between the
two groups (P>0.05). However, residual kidney and residual kidney Ki/V in the control group experienced a significant decline from
baseline, whereas the dapagliflozin group remained unchanged. (P>0.05). During the follow-up period, no serious adverse events
such as ketoacidosis were observed. Conclusions Short term use of dapagliflozin has a protective effect on urine output, residual kid-
ney Cer, and residual kidney Ki/V in peritoneal dialysis patients.
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R KV 0. 6+0.3 0.7+0. 4 1=-0. 841 0. 406
W Cor [L/(week + 1.73 m?) ] 39.7+10.3 41.7£16.6 1=-0. 361 0. 720
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SR B R A% ks 2026 4F 3 H 45 23 4545 2 1] 127
WH kRSN (n=10) XFHRAL (n=30) Giitht P
TG( mmol/L) 2.4+0.7 1.8+0.6 t=2.900 0. 004
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