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ABSTRACT Objective: To investigate the effects of Sitagliptin on glomerular and tubular iconic protein/enzyme in patients with
early type 2 diabetic nephropathy. Methods: Seventy-two patients with early type 2 diabetic nephropathy were randomly divided into
treatment group (n=36) and control group (n=36). Both groups adopted the diabetic diet, exercise programs. On the base of their blood
glucose, lipids and blood pressure control, patients in the treatment group were treated with Sitagliptin 100 mg per day, while patients in
the control group received placebo. The levels of serum creatinine (Scr), blood urea nitrogen (BUN), glycosylated hemoglobin(HbAlc),
lipids, fasting blood glucose(FBG), 2 -hour postprandial blood glucose(2 h PBG), blood Cystatin C(Cys-C), and 24-hour urinary albumin
excretion (24 h UAE), N-acetyl- B-D-amino-glucosidase (NAG), B,-microglobulin (B-MG) before and after the treatment were
determined and compared. Results: After treatment, the levels of lipids, HbAlc, FBG and 2 h PBG in Sitagliptin treatment group were
significantly lower than those of the control group (P<0.05), 24 h UAE, NAG, B»-MG and Cys-C were significantly decreased in two
group patients after treatment (P<0.05), and it was decreased more significantly in the treatment group than that of control group (P<0.
05). Conclusions: Sitagliptin can effectively control the blood glucose, decrease the levels of blood Cys-C and urinary albumin excretion,
reduce the damage of renal tubular in early DN patients, and slow down the progression of DN.
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Table 1 Comparison of general information between two groups (x+ s)

Information Control group Treatment group t value P value
Age (year) 52.12+ 9.56 51.37+ 10.93 0.496 0.615
Course of disease (year) 6.34+ 2.03 6.82+ 1.88 0.752 0.584
BMI(kg/m?) 23.34+ 1.24 23.58+ 1.36 1.035 0.259
SBP (mmHg) 13447+ 11.32 135.73+ 10.87 0.956 0.558
DBP(mmHg) 76.34% 5.06 75.28% 6.52 0.837 0.186
BUN(mmol/L) 595+ 1.68 6.13+ 1.52 0.639 0.637
Scr(umol/L) 63.45+ 13.62 64.78+ 12.38 0.298 0.609
TC(mmol/L) 6.85+ 2.01 6.73+ 2.13 0.674 0.585
TG(mmol/L) 3.54+ 1.08 3.66x 1.10 0.485 0.669
HbA1C(%) 7.69+ 0.92 7.83+ 091 0.632 0.524
FBG(mmol/L) 7.67+ 1.36 773+ 1.28 0.546 0.838
2hPBG(mmol/L) 11.74+ 0.68 11.25+ 0.79 0.562 0.676
Cys-C(mg/L) 2.51+ 0.32 2.36% 0.38 0.628 0.639
NAG(U/L) 21.15¢ 7.97 20.23+ 7.86 0.369 0.746
Br-MG(mg/L) 0.62+ 0.14 0.65+ 0.13 0.724 0.421
24 hUAE(mg/24 h) 115.52+ 20.35 113.97+ 21.18 0.349 0.890
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Table 2 Comparison of the blood biochemistry changes before and after the treatment(x+ s)
BUN Scr TC TG HbA1C FBG 2 hPBG
Groups
P Treatment Time (mmol/L) (pmol/L) (mmol/L) (mmol/L) (%) (mmol/L) (mmol/L)
Before Treatment  6.13% 1.52  64.78+ 12.38  6.73+ 2.13  3.66% 1.10 7.83+ 091 773+ 128 1125+ 0.79
Treatment group  After treatment 5.89+ 1.36  62.83+ 11.84 4.83+ 0.86® 1.15+ 0.34* 6.75+ 0.26®  6.78+ 0.65® 8.62+ 0.75®
Control group  Before Treatment 595+ 1.68 63.45+ 13.62 6.85+ 2.01 3.54+ 1.08 7.69+ 0.92 7.67+ 1.36 11.74+ 0.68
After treatment 577+ 142 64.10+ 11.26 532+ 1.01°* 1.38+ 0.53* 6.67+ 0.30° 7.12+ 089°* 9.85+ 0.96°
Note: Compared with before treatment, aP < 0.05; Compared with the control group after treatment, bP<0.05.
R 3 WABERTI.EEEEIBIREML LK )
Table 3 Comparison of the renal function changes before and after the treatment(xt s)
24hUAE NAG B ~MG Cys-C
Groups Treatment Time
(mg/24h) (U/L) (mg/L) (mg/L)
Treatment Before treatment 113.97+ 21.18 20.23+ 7.86 0.65+ 0.13 2.36% 0.38
After treatment 68.43t 17.36 ® 13.25+ 5.78® 0.32¢ 0.12* 1.08+ 0.14%*
Control Before treatment 115.52+ 20.35 21. 15+« 7.97 0.62+ 0.14 2.51+ 0.32
After treatment 90.53% 19.65° 17.64+ 6.85° 0.48+ 0.13¢ 1.68+ 0.17¢

Note: Compared with before treatment, aP < 0.05;Compared with the control group after treatment, bP<0.05.
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