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Comparison of efficacy and safety of SGLT2 inhibitors and metformin for treatment of type-2 diabetes mellitus: a meta—analysis
GAO Qian, JIN Huawei, ZHANG Wenjun. Department.of Endocrinology, the Affiliated Hospital of Shaoxing University, Shaoxing 312000,
China

[ Abstract ] Objective To compare.the efficacy and safety of sodium-dependent glucose transporters 2 inhibitors
(SGLT2i) with metformin for treatment of type-2 diabetes mellitus (T2DM) patients through a meta—analysis. Methods We
searched PubMed, Embase, Cochrane Central Register of Controlled Trials, CNKI, WanFang Data and VIP databases.
Meta—analyses were performed by using RevMan 5.3 software. Results Five randomized controlled trials were included for
analysis. Results showed that'there were no significant difference in glycated hemoglobin level(MD=0.2, 95%CI.-0.05, 0.45, P=0.
12), fasting blood glucose- (MD=0.14, 95%CI:-0.45, 0.73, P=0.64), body weight (MD=-1.85, 95%CI.-3.85, 0.16, P=0.07), LDL
(MD=0.1, 95% CI.-0.02,. 0,22, P=0.11) between two groups. The systolic pressure (MD=-2.01, 95% CI.-2.27, —-1.75, P=0.00),
diastolic pressure y(MD=-1.39, 95%CI.-2.548, —0.23, P=0.02) and triglyceride(MD=-0.27, 95%CI:0.45, —0.09, P=0.00] in SGLT2i
group were lower, \compared with metformin group. SGLT2i led to an increase in HDL (MD=0.06, 95% CI:0.01,0.12, P=0.03)
compared“with _metformin. There were no significant difference between the two groups in the prevalence of hypoglycemia
(RD=-0.01; 95%CI:-0.02, 0.01, P=0.30), urinary tract infection(RD=0.00, 95% CI:-0.03, 0.02, P=0.79), total adverse events
(RD==0.03, 95% CI:-0.08, 0.02, P=0.19) or serious adverse events(RD=0.00, 95% CI:-0.02,0.02, P=0.86), but SGLT2i were
associated with a significantly lower prevalence of gastrointestinal adverse events (RD=-0.05, 95% CI:-0.08, —-0.02, P=0.00).
Conclusion Compared with metformin, SGLT2i has advantages in blood pressure and lipid level control with a lower prevalence
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of gastrointestinal adverse events in treatment of T2DM patients.

[ Key words ] Sodium-dependent glucose transporters 2 inhibitors  Metformin  Type-2 diabetes mellitus  Meta—analysis
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