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ABSTRACT

Objective: Treatment with sulfonylureas in combination with metformin improves glycemic control in type 2 diabetes mellitus (T2DM),
but is associated with hypoglycemia and weight gain, This retrospective study aims to compare the effectiveness of
dipeptidylpeptidase—4 (DPP-4) inhibitors and sulfonylureas as an add—on therapy to metformin in patients with T2DM. Methods:
Data from medical records of 355 T2DM patients received therapy either DPP—4 inhibitors (DPP—4 inhibitor group) or sulfonylurea
(SU group) in combination with metformin from 1 March 2009 to 30 September 2011 were retrospectively reviewed, Of total 355
patients, 231 patients were in DPP—4 inhibitor group and 124 patients were in SU group. Baseline Hemoglobin A, (HbA;.) level in
SU group was higher than DPP—4 inhibitor group with a statistically significant difference (8,6% vs. 7.8%). Comparative analysis
between DPP—4 inhibitor group and SU group was performed for HbA,. values, amounts of HbA;; changes, and rates of HbA;.
changes from baseline at 6—month intervals and incidence rates of major cardiocerebral events, Results: SU group showed larger
HbA,, changes in both amounts and rates compared to DPP—4 inhibitor group, although statistical significance was not found in all
study periods. Proportions of patients with stable HbA;, <6.5% or 7% were significantly higher in DPP—4 inhibitor group than SU
group ({6.5%: 30.4% vs. 13.4%, (7%: 72.3% vs. 41.2%). Time to achieve stable HbA, {6.5% was not significantly different, but time
to achieve stable HbA, 7% was shorter in DPP4 inhibitor group than SU group with a significant difference. The incidence rate of
cardiocerebral events in group of patients with or without previous events was 1.7%, not significantly lower than that in DPP—4
inhibitor group (4.0%). For newly encountered cardiocerebral events during the treatment, incidence rates of two groups did not
differ significantly, Conclusion: DPP—4 inhibitors were as effective as sulfonylureas in achieving the HbA,. goal of less than 6.5% or
7% and cardiocerebral event rates did not differ between the two drugs.
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Table 1. Patient baseline characteristics of DPP-4 inhibitor group and SU group.

DPP-4 inhibitor group (n = 231)

SU group (n = 124)

p-value
n (%) n (%)
Gender 0.239
Male 156 (67.5) 76 (61.3)
Female 75(32.5) 48 (38.7)
Age (year, Mean + SD) 55.0+9.0 55.6+10.5 0.562
BMI (kg/m?, Mean + SD) 257+32 25.4+3.0 0.453
Previous metformin use 95 (41.1) 56 (45.2) 0.463
Micro-vascular complications 19 (8.2) 23 (18.5) 0.004
Hypertension 102 (44.2) 66 (53.2) 0.103
Hyperlipidemia 150 (64.9) 81 (65.3) 0.942
History of Cardiocerebral events 26 (11.3) 20 (16.1) 0.192
Smoking 52 (34.0) 26 (31.7) 0.724
Alcohol 70 (47.0) 41 (50.0) 0.660
Use of medications
ACE inhibitor 12 (5.2) 4(3.2) 0.394
ARB 64 (27.7) 41 (33.1) 0.292
CCB 52 (22.5) 35(28.2) 0.233
B-blocker 24(10.4) 17 (13.7) 0.351
Diuretic 19 (8.2) 19 (15.3) 0.039
Nitrate 12 (5.2) 5(4.0) 0.625
Digoxin 4(1.7) 2(1.6) 1.000
Warfarin 2(0.9) 1(0.8) 1.000
Aspirin 55 (23.8) 29 (23.4) 0.929
Anti-platelet 24 (10.4) 12 (9.7) 0.832
Statin 119 (51.5) 56 (45.2) 0.254
Other lipid - lowering agents 20 (8.7) 9(7.3) 0.646

DPP-4 (dipeptidyl peptidase-4); SU (sulfonylurea); BMI (body mass index); ACE (angiotensin converting enzyme); ARB (angiotensin receptor

blocker); CCB (calcium channel blocker)
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Fig. 1. HbA, . values after DPP-4 inhibitor and SU along with met-
formin administration.
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Fig. 2. Amount (A) and rate (B) of HbA, . change from baseline.
Data are expressed as the mean + SD.
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Table 2. Incidence rates of cardiocerebral events.

Patients with or without previous cardiocerebral events

Patients without previous cardiocerebral events

DPP-4 inhibitor group SU group DPP-4 inhibitor group SU group
p- value p- value
n (%) n (%) n (%) n (%)
Afib 1(0.4) - 1(0.5) -
Cerebral hemorrhage 1(0.4) - 1(0.5) -
Cerebral infarction 3(2.4) - 1(1.0) -
TIA 1(0.4) - 1(0.5) -
PCI 1(0.4) 2(1.6) - - - -
Total events 4(1.7) 5(4.0) 0.286 3(1.5) 1(1.0) >0.05

A fib (afrial fibrillation); TIA (transient ischemic attack); PCI (percutaneous coronary intervention)
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