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Abstract: Objective To investigate the clinical efficacy of Kelening Capsules combined with gliclazide in treatment of type 2
diabetes mellitus. Methods Patients (92 cases) with type 2 diabetes mellitus in Luohe Central Hospital from March 2017 to March
2018 were randomly divided into control (46 cases) and treatment (46 cases) groups. Patients in the control group were po administered
with Gliclazide Modified Release Tablets, the initial dose was 30 mg/kg, once daily, and then increased 1 tablet every 14 d based on
blood glucose, 30 mg/kg after controlling blood glucose, once daily. Patients in the treatment group were po administered with Kelening
Capsules on the basis of the control group, 1.80 g/time, three times daily. Patients in two groups were treated for 4 weeks. After
treatment, the clinical efficacy was evaluated, and the FPG, 2 h PG, HbAlc, FINS, hs-CRP, MCP-1, IL-1f and TNF-a, LP, Cor and
APN levels in two groups before and after treatment were compared. Results  After treatment, the clinical efficacy in the control and
treatment groups was 82.61% and 97.82% respectively, and there were differences between two groups (P < 0.05). After treatment,
the FPG, 2 h PG, HbAlc, FINS, hs-CRP, MCP-1, IL-1B and TNF-a levels in two groups were significantly decreased (P < 0.05), and
these blood glucose related indicators and inflammatory indexes levels in the treatment group were significantly lower than those in the
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control group (P < 0.05). After treatment, the LP and Cor levels in two groups were significantly decreased (P < 0.05), but APN levels
were significantly increased (P < 0.05). After treatment, the LP, Cor and APN levels in the treatment group were significantly better
than those in the control group (P < 0.05). Conclusion Kelening Capsules combined with gliclazide in treatment of type 2 diabetes

mellitus can effectively control blood glucose levels and reduce inflammation, which has a certain clinical application value.
Key words: Kelening Capsules; Gliclazide Modified Release Tablets; type 2 diabetes mellitus; FBG; HbAlc; MCP-1; APN
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*1 PAIRKRTHEEER
Table 1 Comparison on clinical efficacy between two groups

ZH 5] /{1 B R TeR IR 3 %1%
X HE 46 23 15 8 82.61
BT 46 35 10 1 97.82"

xR "P<0.05
“P < 0.05 vs control group

*2 PHAMFEMHEEIEFRLLER ( x5 )
Table 2 Comparison on blood glucose related indicators between two groups ( X s )

A nMl RN FPG/(mmol-L ™) 2 h PG/(mmol-L ) HbAIc/% FINS/(uU-mL™?)

X 46 HEEN ] 9.78+1.25 12.49+1.36 9.66+1.24 13.88+2.77
AT 7.58+1.16" 8.29+1.12" 7.28+1.07" 9.31+1.13"

WBWIT 46 AT 9.75+1.23 12.43+1.32 9.68+1.25 13.86+2.75
AT 5.04+1.12" 6.13+1.07™* 5.43+1.02"* 6.03+1.12"

HREMAGITRTE: "P<0.05; SXIBARITIEHLE: 4P<0.05

“P < 0.05 vs same group before treatment; #P < 0.05 vs control group after treatment

#3 FHARMIEIRELE (x5 )
Table 3 Comparison on inflammatory indexes between two groups ( X =5 )

H A nifl ULEEIN TE] hs-CRP/(mg-L ™) MCP-1/(ug-L %) IL-18/(ug-L ™Y TNF-a/(pg-mL ™)

SRR 46 HITHT 13.65+2.48 76.57+6.45 35.54+5.39 8.89+1.43
EER 8.25+0.82" 48.49+3.81" 19.26+3.46 6.71+£0.59"

T 46 HITHT 13.63+2.46 76.53+6.48 34.52+5.37 8.85+1.47
BIT R 5.42.+0.74"* 39.62+3.75™ 14.73+3.42°4 413+0.52"

S5R4LAITRTH R : P<0.05; SXEAETEE: 4P<0.05

“P < 0.05 vs same group before treatment; “P < 0.05 vs control group after treatment
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Table 4 Comparison on oxidative stress indexes between two groups ( X =s)

2H 5 n/# piE=dingt| LP/(mg'L ™) Cor/(mg:L™) APN/(mg-L'h

xif R 46 I 14.86+3.57 432.78+32.69 6.15+1.74
BIT IR 11.42+1.35" 376.93+25.52" 7.37+1.81"

BT 46 YRITRT 14.82+3.53 432.74+32.65 6.13+1.72
BIT IR 9.65+1.28" 315.72+25.48"* 8.76+1.84™

SRR P<0.05; SXEE4LAYTELLE: 4P<0.05

“P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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