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Systematic review of efficacy and safety of empagliflozin treatment for achieving HbAlc<<7,0% in type 2 diabetic patients"
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(1. Chengdu University of Traditional Chinese Medicine ,Chengdu,Sichuan 610075 ,China;
2. The Third Af filiated Hospital of Chengdu University of Traditional Chinese Medicine , Diabetes Mellitus
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[Abstract] Objective To assess the efficacy for reaching the target of HbAle<C7.0% and safety of empagliflozin,a sodium
glucose cotransporter 2 (SGLT2) inhibitor in type 2 diabetic patients. Methods We searched Pubmed,Cochrane Library, EMbase,
CBM and CNKI databases from establishment to October 2015 to identify randomized controlled trials (RCTs) of empagliflozin. We
assessed the risk of bias of the included RCTs according to the Cochrane Handbook for Systematic Reviews of Interventions Version
5.1. The RevMan 5. 3 software was used for meta-analysis. Results 8 RCTs were included, 4728 participants. Meta analysis
showed that,compared with placebo,empagliflozin had a higher control rate of HbAlc<<7.0% (10 mg RR=2.68,95%CI 2. 06—
3.47,P<C0.05;25 mg RR=3.25,95%CI 2. 49—4. 25, P<C0. 05) ,did not increase the risk of hypoglycemia(10 mg RR=1. 04,95%
CI0.89—1.21,P>0.05;25 mg RR=1.06,95%CI 0.91—1.23,P>0.05),and can reduce the body weight(10 mg WMD=
—1.75,95%CI —1. 96— —1.55,P<0.05;25 mg WMD=—1.95,95%CI —2.16— —1. 74, P<C0. 05) , systolic blood pressure,di-
astolic blood pressure and improve the fasting plasma glucose; however,it increased the risk of genital infection, there were no sta-
tistically significant differences in the occurrence of urinary tract infection as well as serious adverse events,and had no effect on re-
nal function in type 2 diabetic patients,no increase in all-cause mortality. Conclusion Empagliflozin,compared with placebo,can ef-
fectively achieve the HbAlc target<C7. 0% in type 2 diabetic patients, it also has the benefits of weight loss and reducing blood
pressure, besides, the safety is good. But we still need more multi-center and long-term randomized controlled studies for providing
empagliflozin more reliable evidences of the efficacy and safety.
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Rosenstock 20972013 12 empagliflozin 50 mg — B BUIR 70 7.9040. 70 31.84+4.4
empagliflozin 25 mg 70 8.100. 80 31.5+4.8
empagliflozin 10 mg 71 7.9040. 70 31.44+4.0
empagliflozin 5 mg 71 8.000. 70 31.6+4.4
empagliflozin 1 mg 71 7.80£0. 70 31.144.8
il 71 8.00=+0. 70 31.3+4.5
Hiring 201072014 24 empagliflozin 25 mg — R 213 7.8640.87 29.745.7
empagliflozin 10 mg 217 7.9440.79 29.145.5
2R 207 7.90+0. 88 28.7+5.2
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Haring 201112015 24 empagliflozin 25 mg UM g IR 2 216 8.10+0. 83 28.3+5.5
empagliflozin 10 mg 225 8.0740.81 28.345.4
il 225 8.154+0.83 27.944.9
Kovacs 21212014 24 empagliflozin 25 mg THBUDR A 1 A 2 1R 168 8.10+0. 82 29.1£5.5
empagliflozin 10 mg 165 8.10+0. 89 29.245.6
sl 165 8.20+0. 92 29.3+5.4
Roden 21312013 24 empagliflozin 25 mg ¥ 224 7.8640. 85 28.245.5
empagliflozin 10 mg 224 7.87+0.88 28.3%5.5
LR 228 7.9140.78 28.746.2
Rosenstock 2501412014 52 empagliflozin 25 mg FL g 5 R 189 8.29+0.72 35.0+£4.0
empagliflozin 10 mg 186 8.39+0.74 34.7+£3.8
il 188 8.33+0.72 34.7+4.3
Kadowaki 11512014 12 empagliflozin 50 mg X 110 8.0240.65 25.0+3.6
empagliflozin 25 mg 109 7.93+0.78 25.143.8
empagliflozin 10 mg 109 7.93+0.71 25.3+4.4
empagliflozin 5 mg 110 7.92+0.70 26.344.2
sl 109 7.9440.74 25.6+3.4
Rosenstock Z£[1612015 78 empagliflozin 25 mg LT 5 R 170 8.30+0. 80 32.7+5.9
empagliflozin 10 mg 169 8.30+0.80 32.1+5.8
R 155 8.3020. 80 31.84+6.0
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empagliflozin 25 mg

ESICEiE AN
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