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Abstract; Objective To observe clinical efficacy and safety of low — dose sitagliptin tablets combined with
dapagliflozin tablets in the treatment of elderly patients with diabetic kidney disease (DKD). Methods According to
random number table method, elderly patients with DKD admitted to the hospital were divided into group A (low — dose
sitagliptin tables, 50 mg gd) , group B (dapagliflozin tables, 10 mg gd) and group C (low — dose sitagliptin tables,
50 mg gd combined with dapagliflozin tables,10 mg qd). All patients were treated for 3 months. The clinical curative
effect and changes in fasting blood glucose (FBG) , 2 h postprandial blood glucose (2 h PG) , glycosylated hemoglobin
(HbAlc) , estimated glomerular filtration rate (eGFR), serum creatinine ( SCr), blood urea nitrogen (BUN) , uric
acid (UA) , monocyte chemoattractant protein — 1 ( MCP — 1), adiponectin (APN), nuclear factor — kB ( NF - kB)
and urinary albumin creatinine ratio (UACR) were compared among the three groups, and the safety evaluation was
performed. Results In this study, there was no shedding cases. Among the 129 patients, there were 43 cases in group
A, 43 cases in group B and 43 cases in group C. After treatment, response rate of group C was 95.35% (41 cases /
43 cases), which was significantly higher than that of group A [79.07% (34 cases /43 cases)] and group B
[81.40% (35/43 cases) ] (all P <0.05). After treatment, HbAlc levels in group A, group B and group C were
(7.17£1.21) %, (6.64 £1.06)% and (6.13 £1.14)% ; SCr levels were (94.37 £12.16), (86.19 =11.45)
and (80.45 +10.37) wmol + L™'; and UACR were (80.04 +8.36), (71.19 £7.72) and (53.04 +6.81) mg - g~',
respectively. Compared with group A, the above indexes were statistically significantly decreased in group B and group
C, and which were statistically significantly lower in group C than group B (all P <0.05). After treatment, eGFR in
group A, group B and group C were (81.50 +9.12), (92.41 £9.56) and (103.73 £10.24) mL + min~' + 1.73 m ™’
respectively. Compared with group A, eGFR was statistically significantly increased in group B and group C, and which
was statistically significantly higher in group C than group B (P <0.05). After treatment, MCP — 1 levels in group A,
group B and group C were (85.38 £8.42), (91.40 +9.28) and (73.12 +8.06) pg - mL™"; NF — kB levels were
(4.09£1.08), (4.71 £1.22) and (3.52 +0.85) ng - mL™", respectively. Compared with group B, the above
indexes were statistically significantly decreased in group A and group C, and which were statistically significantly lower
in group C than group A (both P <0.05). After treatment, APN levels in group A, group B and group C were
(10.17 £2.06), (9.15 +1.50) and (11.24 £2.17) pg - mL™", respectively. Compared with group B, APN was
statistically significantly increased in group A and group C, and which was statistically significantly higher in group C
than group A (P < 0.05). The main adverse drug reactions in group A were gastrointestinal discomfort and
nasopharyngitis; in group B were gastrointestinal discomfort, hypotension and urinary and reproductive system
infection, and in group C were hypoglycemia and gastrointestinal discomfort. There was no significant difference in total
incidence of adverse drug reactions among group A, group B and group C (30.23% wvs. 20.93% wvs. 27.91% , all
P >0.05). Pearson correlation analysis showed that decrease of UACR after treatment was positively correlated with the
decrease of NF — Kb and MCP -1 and the increase of APN (r=0.419, 0.524, 0.485, all P <0.05). Conclusion
There is a synergistic effect of low — dose sitagliptin combined with dapagliflozin in the treatment of elderly patients with
DKD, which can significantly improve blood glucose metabolism indexes, enhance renal function, regulate levels of
inflammatory factors and effectively reduce UACR, with good safety.
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Table 1 Comparison of general data in three groups(x +s)

1,8 41 43 f5i],C 41 43§, 3 4URERTER AR K
HE IR, G E 2R TG EE XL
($P>0.05) A HAR L, WKL,
2 3 HEBEMEERKERNILE

WWITIE,3 4% FBG .2 h PG il HbAlc /K3y
BORITHT I E REAR (B P <0.05) 53697 )5, B 41F0 C
4HiY FBG 2 h PG il HbAlc /K8 3L F A 41, H
C H FiR4sthrK- P B BN P <0.05) , L5k 2,
3 3HBEEBIREMEXIERIILE

GIT)E 3 4% 1 SCr BUN UA 1l UACR /K
¥ AR, eGFR ¥ 18 3 FH s (¥ P <0.05) ;7697
Ja,5 A A, B 49 C 4114 SCr, BUN, UA Al
UACR 7K V15 5 B FA%, eGFR /K- W FHi, B C 41
By bR e bR p B R A B H W E (1
P<0.05), 033,
4 IHEBEREERFHLLE

HITE 3 A E R MCP — 1 1 NF - kB 7KF- 3
I REAG, APN ZKOF- 34 1 25 T3 (33 P < 0.05) 5 3R97

Item A (n=43) B (n=43) C (n=43)
Sex ( male/female) 27/16 20/23 18/25
Age (year) 71.35 £4.08 70.29 £4.27 71.14 £3.85
Weight (kg) 62.34 +£5.27 61.75 +5.19 62.06 +5.49
BMI (kg m~2) 22.60 1. 14 22.17 £1.20 22.48 +1.08
HR(beat » min~") 86.15 +4.21 85.93 £4.08 86.39 +4.36
SBP( mmHg) 114.29 +10. 53 116.26 £11. 34 115.52 +£10.79
DBP(mmHg) 74.63 £5.36 73.38 £5. 16 75.61 £5.25
diabetes duration ( years) 8.27 +1.65 8.45+1.34 7.91 £1.23
DKD staging™ (n, %)

Stage [ 16(37.21) 12(27.91) 18(41.86)

Stage 11 10(23.26) 18(41.86) 15(34.88)

Stage Il 17(39.53) 13(30.23) 10(23.26)

BMI: Body mass index; HR:Heart rate; SBP:Systolic blood pressure; DBP:Diastolic blood pressure ; DKD: Diabetic kidney disease ; Group A :Low — dose sita-

gliptin ; Group B Dapagliflozin tables; Group C:Low — dose sitagliptin + dapagliflozin tables; * ;Stage | ; Urinary albumin creatinine ratio( UACR) 30 - 300
mg - ¢~ ;Stage 1l ;UACR >300 mg + g~';Stage IIl : Estimated glomenular fltration rate(eGFR) <60 mL + min~' - (1.73 m*) ~".

K2 3 HBEMBHEIRAKFIY L (2 £5)

Table 2 Comparison of blood glucose indexes in three groups (x +s)

FBG(mmol - L) 2 h PG(mmol - L") HbAlc(% )
Group
Before treatment After treatment Before treatment After treatment Before treatment After treatment
A(n=43) 8.27 £1.38 7.36 £1.05* 11.82 +2.74 9.45+1.46* 8.09+1.15 7.17 £1.21*
B(n=43) 8.16 £1.29 6.82+1.12*% 11.93 £2. 15 8.76 +1.37** 8.26 +1.28 6.64 £1. 06"
C(n=43) 8.35+1.12 6.34 £1.08 ** 11.75 £2.36 8.09 £1.25%% 8.16 £1.37 6. 13 =1. 14

Compared with before treatment in the same group, * P <0.05; Compared with group A at the same time, *P <0.05; Compared with group B at the same

time, 2P <0.05; FBG: Fasting blood glucose; 2 h PG: 2 h postprandial blood glucose; HbAlc: Glycosylated hemoglobin.
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Table 3 Comparison of renal function indexes and urinary albumin creatinine ratio( UACR)in three groups (x *s)

SCr( pwmol + L=1) BUN(mmol - L ™) UA(pmol + L71)

Group Before treatment After treatment Before treatment After treatment Before treatment After treatment
A(n=43) 115.34 +£21. 07 94.37 £12.16 " 8.25+1.42 7.61 £1.25* 385. 64 £45.27 334.71 £40.61 "
B(n=43) 116.52 +21. 24 86.19 +11.45*# 8.17 +1.38 6.95+1.12** 382.95 +£43.83 312.64 £36.35**%
C(n=43) 117.29 +£21. 18 80.45 +10.37 ** 8.31 +1.47 6.32 £1.04 %% 387.21 £43.65 291.90 +34. 28 *#A
eGFR(mL * min~! - 1.73 m~?) UACR(mg - g™")

Group

Before treatment After treatment Before treatment After treatment
A(n=43) 75.32 £8.75 81.50+9. 12" 112.63 = 11. 47 80.04 £8.36 "
B(n=43) 73.15 £8.92 92.41 9,56 ** 113.92 £12.85 71.19 +7.72*#%
C(n=43) 74.89 £8.53 103.73 £10. 24 ** 110.25 +£11. 12 53.04 £6. 81 **A

Compared with before treatment in the same group, * P <0.05; Compared with group A at the same time, *P <0. 05; Compared with group B the same time

4P <0.05; SCr;: Serum creatinine; BUN: Blood urea nitrogen; UA: Uric acid.

F4 3 HIRIEN T KX (2 £ 5)

Table 4 Comparison of inflammatory factors in three groups(x +s)

MCP -1 (pg - mL™") APN(pg - mL™") NF - kB(ng - mL™")
Group
Before treatment After treatment Before treatment After treatment Before treatment After treatment
A(n=43) 125.64 +13.28 85.38 +8.42* 8.52+1.25 10. 17 +2.06 * 5.32+1.20 4.09 £1.08*
B(n=43) 126. 17 +14. 15 91.40 +9.28 ** 8.39 +1.17 9.15+1.50** 5.47 £1.31 4.71 £1.22*#
C(n=43) 123.95 +14.87 73.12 +8.06 ** 8.61 £1.34 11.24 £2,17*% 5.20+1.19 3.52 £0.85*"

Compared with before treatment in the same group, * P <0.05; Compared with group A at the same time, *P <0.05; Compared with group B at the same

time, 2P <0.05; MCP —1: Monocyte chemoattractant protein — 1; APN; Adiponectin; NF — kB: Nuclear factor — kB.

Ja, 5 B4l #, A 41A1 C 41n9 MCP -1 #1 NF - xB 7K
P I AR, APN KOV B 2R, B C 410 ik 4g
PREGE AR A B EH (Y P <0.05) , L& 4,
5 3 ABRERIGKTBOEM

BT A, CHBENSAMERERT A 4B
H(¥P<0.05), L35,

RS 3HBERKI TR (n, %)

Table 5 Comparison of curative effect in three groups(n, % )

Item A(n=43) B(n=43) C(n=43)
Markedly effective 20(46.51) 20(46.51) 27(62.79)
Effective 14(32.56) 15(34.88) 14(32.56)
Tneffective 9(20.93) 8(18.60) 2(4.65)
Total response rates 34(79.07) 35(81.40) 41(95.35) **

Compared with group A, * P <0.05; Compared with group B, #P <0. 05.
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