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Figure 1 Effect of dipeptidyl peptidase-IV inhibitors on rest-
ing energy expenditure in type 2 diabetic patients.

REE: resting energy expenditure, Diet: diet therapy,
DPP-4: dipeptidyl peptidase-IV inhibitor therapy.

Table 1 Characteristics of subject

Diet (6) DPP-4 (6)
Age 60+2 61+2*
BMI (kg/m?) 22.8+1.9 22.7x1.9
REE (kcal) 1424126 1400135
HbA1c (%) 7.1 £0.4 6.7+0.5

Number of patients is given in parentheses.

Data are presented as mean *+ SD. *p<0.05 vs Diet, paired t-test.
Diet: diet therapy, DPP-4: dipeptidyl peptidase-IV¥ inhibitor therapy.
BMI: body mass index, REE: resting energy expenditure,

HbA1c: glycosylated hemoglobin.
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Figure 2 Effect of hypoglycemisc agents on resting
energy expenditure in type 2 diabetic patients.
(single hypoglycemisc agents)
%BEE: percentage of basal energy expenditure predicted
by the Harris-Benedict equation, Diet: diet or o-glucosidase
inhibitor, TZD: thiazolidine derivative, BG: biguanide agent,
SU: sulfonylurea agent or phenylalanine derivative,
DPP-4: dipeptidyl peptidase-IV inhibitor.

Table 2 Characteristics of subject (single hypoglycemisc agents)

Diet TZD BG Su DPP-4
(61) (2) (4) )] (17)
Age 65x12 7710 6711 68+10 647

BMI (kg/m?) 22.1x2.0 21.5%1.5 22.4+0.8 21.9x1.7 22.1+2.1

%BEE (%) 6.7+104 -4.0£12 3.3%6.8 04x11.9 4.8+98

HbAic (%) 6.4x£0.7 6.9%£0.7 6405 7.3%x1.2 6.9x06

Number of patients is given in parentheses. Data are presented as mean + SD.

Diet: diet or a-glucosidase inhibitor, TZD: thiazolidine derivative, BG: biguanide agent,

SU: sulfonylurea agent or phenylalanine derivative, DPP-4: dipeptidyl peptidase-IV inhibitor,
BMI: body mass index, %BEE: percentage of basal energy expenditure predicted

by the Harris-Benedict eguation, HbAic: glycosylated hemaoglobin.
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Figure 3 Effect of hypoglycemisc agents on resting
energy expenditure in type 2 diabetic patients.
(multiple hypoglycemisc agents)
%BEE: percentage of basal energy expenditure predicted
by the Harris-Benedict equation, Diet: diet or a-glucosidase
inhibitar, TZD: thiazeolidine derivative, BG: biguanide agent,
SU: sulfonylurea agent or phenylalanine derivative,
DPFP-4: dipeptidyl peptidase-IV inhibitor.

Table 3 Characteristics of subject (multiple hypoglycemic agents)

Diet TZD BG suU DPP-4
(61) (2) (7) (24) (31)
Age 65+12 77+10 67+9 69+9 65+9

BMI (kg/m?)
%BEE (%) *

HbA1c (%) 6.4+0.7

6.7+£10.4 -4.0%£3.5

6.9+0.7

22.1+£2.0 21.5%1.5 22.7+£0.9 21.5=%2.5 22.3%2.1

51456 -0.8%£10.2 5.5%9.0

6.4+0.4 7.3x1.0 6.9%0.6

Number of patients is given in parentheses. Data are presented as mean + SD. *p<0.05,
ANOVA. Diet: diet or a-glucosidase inhibitor, TZD: thiazolidine derivative, BG: biguanide
agent, SU: sulfonylurea agent or phenylalanine derivative, DPP-4: dipeptidyl peptidase-IV
inhibitor BMI: body mass index, %BEE: percentage of basal energy expenditure predicted

by the Hamris-Benedict equation, HbA1ic:

glycosylated hemoglobin.
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Abstract

Effect of dipeptidyl peptidase-IV inhibitor on resting energy expenditure in
type 2 diabetes mellitus

Takayoshi Tsukahara', Miki Okada?, Eiko Tachibana', Genichi Watanabe*

Recently, dipeptidyl peptidase-IV (DPP-4) inhibitor has been widely used in Japan for the treatment of type
2 diabetes. We previously reported that sulfonylurea reduced resting energy expenditure (REE) in patients
with type 2 diabetes. DPP-4, insulin secretagogues as well as sulfonylurea may reduce REE. Therefore, we
examined the influence of DPP-4 inhibitor on REE in patients with type 2 diabetes.

REE was measured by indirect calorimetry in 125 patients with type 2 diabetes. REE was expressed as the
percentage (%BEE) of basal energy expenditure predicted by the Harris-Benedict equation. We examined the
influence of DPP-4 inhibitor or other oral hypoglycemic agents on %BEE in patients with type 2 diabetes.

Treatment with DPP-4 inhibitor did not influence REE. The %BEE of patients treated with sulfonylurea
significantly decreased compared to patients with diet therapy. On the other hand, %BEE did not differ in the
patients treated with DPP-4 inhibitor, the other glucose lowering agents, or diet therapy. These data suggest
that the DPP-4 inhibitor does not reduce REE in patients with type 2 diabetes.

Keywords: resting energy expenditure (REE), dipeptidyl peptidase-IV inhibitor (DPP-4 inhibitor), incretin,
type 2 diabetes
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