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Effects of Pioglitazone Combined with Acarbose on the Serum RBP4, Leptin
and Visfatin Levels of Patients with Type 2 Diabetes Mellitus*
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(1 Department of endocrinology,beijing first hospital of integrated chinese and western medicine, Beijing, 100000, China;
2 Department of endocrinology, Beijing Tongren Hospital, Capital Medical University, Beijing, 10000, China)

ABSTRACT Objective: To study the effect of pioglitazone combined with acarbose on the serum RBP4, leptin and visfatin levels of
patients with type 2 diabetes mellitus. Methods: 80 patients of type 2 diabetes mellitus who admitted in our hospital from October 2015 to
October 2017 were selected and divided into the observation group (n=46) and the control group (n=44) according to random number
table. The control group was treated by acarbose on the basis of routine treatment, while the observation group was combined with piogli-
tazone on the basis of control group, all the patients were treated continuously for 12 weeks. The changes of blood glucose, dynamic
blood glucose, islet cell function, serum RBP4, leptin and visfatin levels before and after treatment and incidence of adverse reactions
were compared between the two groups. Results: After treatment, the fasting blood glucose (FBG), postprandial 2h blood glucose (2hPBG)
and glycosylated hemoglobin (HbAlc) of observation group were significantly lower than those of the control group [(6.58+ 1.30)
mmol/L vs. (7.47% 1.44)mmol/L,(9.20+ 1.22)mmol/L vs. (10.36% 1.31)mmol/L,(5.23+ 0.46)% vs. (5.88% 0.62)%](P<<0.05); the max-
imal blood glucose fluctuation range (LAGS) and the average blood glucose fluctuation range (MAGE) of observation group were signifi-
cantly lower than those of the control group, and the average daily rate of compliance was significantly higher than that of the control
group [(7.43% 1.26)mmol/L vs. (8.58 % 1.59)mmol/L, (3.39% 0.42)mmol/L vs. (5.21 % 0.69)mmol/L, (90.34+ 2.40)% vs. (82.01%
2.15)%](P<<0.05); the insulin beta cells (HOMA- ) of observation group were significantly higher than that of the control group, and the
insulin resistance index (HOMA-IR) was significantly lower than that of the control group [(53.84% 6.20) vs. (41.85+ 5.03), (2.84+
0.40) vs. (3.72% 0.72)](P<<0.05); the serum RBP4, leptin and visfatin levels of observation group were significantly lower than those of
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the control group [(8.30% 1.20)mg/L vs. (10.57+ 1.65)mg/L, (8.23% 1.42)pug/L vs. (10.84+ 1.79)ug/L, (17.40% 2.42)pg/L vs. (24.03%
3.06)g/L](P<<0.05). There was no adverse reactions such as dizziness and hypoglycemia occurred in the two groups during treatment.
Conclusion: Pioglitazone combined with acarbose is more effective in treatment of type 2 diabetes mellitus than acarbose alone, it can

significantly reduce the blood glucose level and improve the IR, which may be related to the decrease of serum RBP4, leptin and visfatin

levels.
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Table 1 Comparison of the general information between two groups[x+ s]

Groups Sex(M/F) Age(year) Waistline(cm) BMI(kg/m?) Course of disease(year)
Observation group(n=46) 26/20 47.84+ 7.45 88.45+ 7.24 24.76x 2.61 6.49+ 1.36
Control group(n=44) 23/21 48.10% 7.19 88.10+ 7.35 24.53+ 2.70 6.63+ 1.35
P value 0.686 0.867 0.821 0.682 0.625
1.2 BT A% H - HakbRe,

PR IEA TR R 4 HLAC R, A5 A G A & (3
T2 ) BAREAE . XIRAL T = AT O RB-R I B (LR 50
mg/ i, TG M RERFGAERAR, BT
H20020202),50 mg/ ¥k, 3 ¥k /d; MELZH T A& TS IS 51 i
OIS 15 mg/ i, ) 5% Kt A 2 4R AT Kkl 2545 A W, [
2y H20052682)f IR, 15 mg/ ¥k, 1 ¥k /d. 414 ELL 6T
12 JH,
1.3 MEEIEHR
1.3.1 M#EHEXIER  TIAYTATE REE 5 mL 25 IE bk i, 25
LA 3000 r/min, B ] 10 min, 8.0 585 )5 , $E B2 1 i
W, FEAE T4 VRAR N AR, A4S 1 2 [ ACCU-CHEK %/ Jii¢
S IfBE{ERKE TN FBG \2hPBG AR Mk s BEALIMAT & 4 (HbALc)
JEE R 4 F hZE AR BT AUS421 |y Olympusa 241, 35
Ry TR A A PR3 A IS A ) 24 7 11 T EDR 3 W i
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HOMA-B i1 J5 3 :20 x 25 J§ Ji 15 2 (FINS)/ (FPG-3.5);
HOMA-IR 11455755 : FPG* FINS/22.5,
1.3.4 Il & RBP4 Leptin,Visfatin  [fil. /i RBP4, Leptin,Vis-
fatin F#M 34 F ELISA 47, X5 &390 F L IgBcaAE
YRR AH]
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Table 2 Comparison of the blood glucose index between two groups before and after treatment(xt s)

Groups FBG(mmol/L) 2hPBG(mmol/L) HbA1c(%)
Before treatment 8.55+ 1.62 15.78+ 1.40 6.47+ 0.79
Observation group(n=46)
After treatment 6.58+ 1.30** 9.20+ 1.22% 5.23% 0.46*
Before treatment 8.52+ 1.67 15.59+ 1.47 6.52+ 0.78
Control group(n=44)
After treatment 747+ 1.44* 10.36+ 1.31* 5.88+ 0.62*

Note: compared with before treatment, *P<<0.05; compared with the control group, “P<<0.05.

2.2 WAETTIEHSMEEERE LR SR REREAR, 00 H Pk pn R I B4 (P<<0.05), Wigid]
IRITHT, P4l LAGS MAGE FILKE H -3k brR b2 LAGS MAGE ¥ 8] B T X 4K, H Pk pnaRu] & LX)
BRG 2R L(P>0.05), 78975 , Bidl LAGS MAGE #3538 TR41 5 (P<<0.05), L3 3,
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Table 3 Comparison of the dynamic glycemic index between two groups before and after treatment (x* s)

Average daily standard rate
Groups LAGS(mmoV/L) MAGE(mmol/L) %)
0
Before treatment 12.02+ 2.30 7.47% 1.50 49.65+ 7.42
Observation group(n=46)
After treatment 743+ 1.26% 3.39+ 0.42% 90.34+ 2.40**
Before treatment 12.15+ 2.24 7.53+ 1.47 49.27+ 7.59
Control group(n=44)
After treatment 8.58% 1.59* 5.21% 0.69* 82.01% 2.15%
Note: compared with before treatment, *P<<0.05; compared with the control group, “P<<0.05.
2.3 MARTTEIER S HAETIBERI LB HOMA-IR %847 R i BRI (P<0.05), Wi ZZ4] HOMA-B 1] i
IRYTHT, PiZl HOMA-B fl HOMA-IR [LA2E 5 TE4e 27 T x4, HOMA-IR B AR T3 IR ZH.(P<<0.05), I3k 4.
B (P>0.05), PI4AYT)R HOMA-B BHAYTHTE & Tt , M
* 4 WEBTAIERESEMINEER LR (L 5)
Table 4 Comparison of the islet cell function between two groups before and after treatment(xt s)
Groups HOMA-B HOMA-IR
Before treatment 2434+ 241 475+ 1.24
Observation group(n=46)
After treatment 53.84+ 6.20** 2.84% 0.40**
Before treatment 24.17+ 2.49 483+ 1.21
Control group(n=44)
After treatment 41.85% 5.03* 3.72+ 0.72*
Note: compared with before treatment, *P<<0.05; compared with the control group, “P<<0.05.
2.4 WERFTHEIE M RBP4, Leptin, Visfatin 7K F 89 L2 HKCEHE L RAR TR HIT(P<<0.05), WAL L 148 b s W] A
VAITHT, W47 RBP4 Leptin, Visfatin /K- LA 22700 TR (P<<0.05), W3k 5,
Gt L(P>0.05), JGI7 ) , P4 MM RBP4 Leptin , Visfatin
R 5 FEEY TR IS RBP4, Leptin, Visfatin 7K B b B (xt s)
Table 5 Comparison of the serum RBP4, Leptin, Visfatin levels between two groups before and after treatment(x+ s)
Groups RBP4(mg/L) Leptin(pug/L) Visfatin(wg/L)
Before treatment 14.04% 1.75 13.30% 2.17 32.40% 4.76
Observation group(n=46)
After treatment 8.30% 1.20* 8.23+ 1.42% 17.40% 2.42%*
Before treatment 13.95+ 1.82 13.19+ 2.35 32.72+ 4.50
Control group(n=44)
After treatment 10.57+ 1.65% 10.84+ 1.79* 24.03+ 3.06*

Note: compared with before treatment, *P<<0.05; compared with the control group, “P<<0.05.
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