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Efficacy and Safety of Onglyza Combined with Metformin in Newly Diagnosed Type 2 Diabetic Patients
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Chengdu, Chengdu Sichuan 610016 ,China

[Abstract] Objective To assess the efficacy and safety of Onglyza combined with metformin in newly diagnosed
patiens with type 2 diabetes mellitus (T2DM) whose glycemic control were inadequate on metformin alone. Methods A
total of 60 newly diagnosed T2DM patients having inadequately control on merformin monotherapy for 12 weeks were
randomly divided into treatment group accepting Onglyza/metformin conbination therapy (n=30) and control group ac-
cepting gelimepiride/metformin conbination therapy (7 = 30). The change of fasting glucose, 2-hour postprandial blood
glucose, HbAlc, the targeting rate of HbAlc, body mass index (BMD) . incidence of hypoglycemia, liver function, kid-
ney function, and other adverse events were observed after treatment of 12 weeks. Results Both Onglyza/metformin and
glimepiride/metformin treatment can effectively lower blood sugar and the fasting glucose, 2-hour postprandial blood glu-
cose, HbAlc were significantly decreased after treatment, which were not significantly different between the two groups
(P>0.05). The targeting rate of HbAlc between the two groups showed no significant difference (P=>0. 05). The hypo-
glycemic events were not observed in Onglyza group, and 11 hypoglycemic events were observed in control group which
was significantly different between two groups (P<C0. 01). BMI decreased in Onglyza group and slightly elevated in con-
trol group after treatment, which was not significantly different between the two groups (P>>0. 05). Liver function, re-
nal dysfunction and pancreatitis and other adverse events were not observed in the two groups. Conclusions The combina-
tion of Onglyza with metfotmin is effective for newly diagnosed T2DM patients, and no adverse events were observed,
and the patients have good compliance. It is a good choice for treatment of T2DM.
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Table 1

Basic information comparison between the two groups of patients

G W g I/ i K I

5 5 &
(%) (mmHg)
LASLPEH (n=30) 15 15 51.2+£6.9  111£16/81+10
WINENRA (n=30) 14 16 50.6%£7.4  109+15/79+12

25.9+3.1

BMI HbAlc FBG 2hPBG  BH[ERE =R
(kg/m?) %) (mmol/L) (mmol/L) (mmol/L) (mmol/L)
7.9%0. 4 8.7x1.5 14.9£3.8 4.8%£0.6 1.8£0.40

25.3£3.7 8.2%£0.5 8.9%£1.8 15.4+x4.6 4.7+x0.9 1.8%0.52
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Table 2 Parameter index statistics after 12 weeks treatment (z * s)

BMI HbAlc FBG 2hPBG o =5 HbAlc i
215 (kg/m?, (%, (mmol/L, (mmol/L, (‘;n:ol/l ) (mmol/L, Ay i KM B
TEs) TEs) TEy) TEs) ) Tty n(%) n(%)
G YR Y]
ﬁ,g%{frﬂ 25.9+3.1 7.9+0. 4 8.7+1.5 14.943.8 4.8%0.6 1.840.4 - -
TRYT
BIT 12 G 25.7%3.6 6.6%0.6 6.3t1.1 8.0£2.1 4.6%0.5 1.7£0.3 17(56.7) 0(0)
R 4
*ﬁﬂil@ﬁ 25.3+3.7 8.2+0.5 8.9+1.8 15.4+4.6 4.7%0.9 1.8%0.5 - -
TRYTH
B 12 S 25.5+3,9 6.4%0.8 5.9%1.6 7.6%2.8 4.6%0.7 1.740.3 18(60. 0) 11(36.7)
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