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I Abstract

Background: Dipeptidyl peptidase 4 (DPP-4) inhibitors are proposed to reduce blood glucose in type 2 diabetes
by prolonging the activity of circulating incretins. However, the factors that affect the efficacy of sitagliptin have
not yet been demonstrated. Therefore, we studied them in a Korean population.

Methods: We performed a retrospective analysis in patients taking sitagliptin in Wonju Christian Hospital. One
hundred-fifty patients whose serum HbA1c ranged from 6.5% to 11% participated in this study. These patients
were divided into two groups: responder and non-responder. The responder group consisted of subjects with
glucose lowering greater than 5% of baseline HbA1c. The others were in non-responder group. We analyzed
anthropometric data and biochemical markers in all groups, then compared responder group and non-
responder group by logistic regression.

Results: The change in HbA1c level across all groups was 8.25 + 0.82% to 7.64 + 1.03% (P value = 0.000). There
were 93 and 57 patients in responder and non-responder group, respectively. The responder group had lower
BMI, body fat (kg), body fat (%) than the non-responder group (P value = 0.024, P value = 0.029, P value = 0.025),
and the HbA1c lowering effect of sitagliptin was greater in male than female (P value = 0.000).

Conclusion: In this study, HbA1c was effectively lowered in 62% of the patients. The factors that affect the
efficacy of sitagliptin were BMI, body fat (kg) body fat (%), and sex. Based on these results, we conclude that
sitagliptin lowers glucose more effectively in non-obese male patients. (J Korean Diabetes 2013;14:206-211)
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Table 1. The baseline clinical characteristics of patients

Male Female
No. (%] 78 (52) 72 (48)
Age [yrl2 58.819.2 63.1£9.8
Duration of diabetes (yr)b 100473 10.0£8.0
BMI (kg/m2)2 254122 25.1£29
Muscle mass (kgJ2 485139 KWEXR
Body fat (kg)a 17.3t 4.4 194t44
Body fat (%2 2b4t42 329440
Waist circumference [cm)a 90.2£6.3 86.6+6.7
Waist-hip ratio? 0.94£0.04 0.8540.04

BMI. body mass index.
aValues are presented as mean + SD. b Values are presented as median * interquartile range.
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Z7IskcE B Ao diAdERte] Bt Hduols
60941, Gy F97|7] SYUFH(median)S E4
mE 10dolqlth #Aate] AAFH] EHE BHY
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At 2] =117} = THTable 2).
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Table 2. The laboratory characteristics of patients

KITT (%2

HOMA-IRa

HOMA-pb

Basal serum lab before OGTT
Fasting glucose (mg/dLJP
Insulin (mlU/L)2
C-peptide (ng/mL)2

Serum lab after 2 hr OGTT
Glucose [mg/dL]b
Insulin (mlU/L)b
C-peptide (ng/mLJb

AetZEE Tl FEETF 1581 £ 47.4
mg/dLol Yl Aol o Tofli= 1461 + 41,0 mg/dLE
Bt 12.3 mg/dL7} 7Asgon ol EAFoR
o5k Eh(P = 0.005) (Table 3).

o] §H7I} GEFE AL BAE Yoty
Qe BAEE 370 169 olst, 69 o4 109 ulvk
109 olh)o & oS uf e A AeEHE
Fo] HET Fo] To] GIINLT} FAHOR
fFolstAl zrastgleh 1y, AEEYE Fol At
Fol g o] ol M| ajol7t §H7IZE 378 1F 1t
Ae 7HE dYEAEAHS Falo Lot A

SAHCE FolskA] eRktHP = 0.07) (Table 3).

AlEt=gd Fojo digt &
AFgAA 1508 S AlEr=
FEEMLTE 7)1A 29 5% ol At & w
(responder group, 939), 5% oA} TATHA] e &
BHFS-(non—responder group, S7H)O=2
shaict,

Aeadd Fojo] figh 5itE ol 7] 9|5}o]
A, Yol, Jr 71T, A=A, AAYE,
+5%, dgEd, slgl-9deol 58 H&(Waist—hip
ratio), Q1&¥ AFYHAHKITD), T8, A& 9
c—peptide, HOMA—-IR (homeostasis model
assessment—insulin resistance), HOMA—Bol tjj3}o]

st

Male Female
24113 2711
3.1+40 3531
183132 27131266
177 £52 174162
7548 8949
1708 2009
363110 383+ 159
2161212 36.2+46.2
3826 51¢52
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Table 3. The change of HbA1C according to the duration of diabetes and FBS levels after sitagliptin treatment

Patient Before
no. treatment
HbA1c (%) 8.25+0.82
1-5yr 30 8.25+0.96
6-9yr 43 8.10+0.68
10yr- 77 8.33:0.83
FBS [mg/dL) 158.1£47.4

FBS, fasting blood sugar.

Table 4. The basal clinical characteristics of responder and non-responder

Responder
Sex (M/F) 93 (57/36)
Age lyr] 60.8+9.4
Duration of diabetes (yr) 10.7£6.3
BMI (kg/m?) 249+25
Muscle mass (kg) (3175
Body fat (kg 175+ 44
Body fat (%] 21.2+58
Waist circumference [cm) 88.2£6.9
Waist-hip ratio 0.91+0.01

After Reduction Pvalue
treatment
7.64+1.03 0.000
7.32+0.94 0.931.14
7.70 £ 1.04 0.400.84
7.73+1.04 059093
146.1£41.0 0.005
Non-responder Pvalue
57 (21/3¢) 0.000
61.0£10.2 NS
10.3£5.7 NS
25727 0.024
41075 NS
19545 0.029
30.6£5.6 0.025
88.9+6.5 NS
0.90+0.01 NS

BMI, body mass index; NS, not statistically significant at significance level 0.05.
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Table 5. The differences of clinical parameters between responder and non-responder

Responder
KITT (%) 25+1.2
FBS (mg/dL) 161.7 £ 49.3
Insulin (basal) (mIU/L) 52450
Insulin (2 hr after OGTT) (mIU/L) 317246
C-peptide (basal) (ng/mL) 1809
C-peptide (2 hr after OGTT) (ng/mL] £9+30
HOMA-IR 8.2+5.0

HOMA-g 26.9+20.8

dglon] ot BuAT Gashs AL WMSEOR T
ERONE, ArjHel BaEAo] BT AFE T
o= ¥ =51l 12]0] YT, WA Fagk oL
TS Al YRSt o2 B =1{11,13]0] Sl who|
AR vl A o] WSS AFE W o R 2
Non-Responder Pvalue

26£12 NS

152.1£438 NS

7.6£47 NS

2884183 NS

19106 NS

54130 NS

76147 NS

22.7£12.6 NS
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