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Clinical study of Jinlida Granules combined with glipizide in treatment of type 2
diabetes

LIU Hong
Sichuan Science City Hospital, Mianyang 621900, China

Abstract: Objective To observe the clinical curative effect of Jinlida Granules combined with glipizide in treatment of type 2
diabetes. Method Patients (120 cases) with type 2 diabetes in Sichuan Science City Hospital from June 2016 to June 2017 were
randomly divided into control (60 cases) and treatment (60 cases) groups. Patients in the control group were po administered with
Glipizide Sustained Release Tablets, 5 mg/time, once daily. Patients in the treatment group were po administered with Jinlida
Granules, 1 bag/time, three times daily. Patients in two groups were treated for 8§ weeks. After treatment, the clinical efficacy was
evaluated, and the changes of FPG, 2 hPG, HbAlc, TG, TC, LDL-C, HOMA-B, HOMA-IS, hs-CRP, and IL-6 in two groups before
and after treatment were compared. Results After treatment, the clinical efficacy in the control group were 71.67% and 88.33%,
and there were differences between two groups (P < 0.05). After treatment, FPG, 2 hPG, HbAlc, TG, TC, LDL-C, hs-CRP, and IL-6
in the two groups were significantly decreased, but FINS, HOMA-B, and HOMA-IS were significantly increased, and there were
differences in the same group (P < 0.05). After treatment, FPG, 2 hPG, HbAlc, TG, TC, LDL-C, hs-CRP, and IL-6 in the treatment
group were lower than those in the control group, but FINS, HOMA-B, and HOMA-IS were significantly higher than those in the
control group, and there were differences between two groups (P < 0.05). Conclusion Jinlida Granules combined with glipizide has
significant clinical effect in treatment of type 2 diabetes, and can significantly reduce blood glucose and lipid levels, and also can
improve inflammatory state, which has a certain clinical application value.
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Table 1 Comparison on clinical efficacies between two groups
417 n/fl BRI A B8 T S Y%
POy 60 23 20 17 71.67
BT 60 29 24 7 88.33"
AL "P<0.05
*P < 0.05 vs control group
%2 WAMKE. MASKTFLLE ( x+s )

Table 2 Comparison on blood glucose and blood lipid between two groups ( X£5)

3 Wbl FPG/(mmol-L™") 2 hPG/(mmol-L ™) BEA L0 8L /%
YRIT T MR RITTHT RIS RITT R )G
X 60 13.5+3.6 8.4+32" 152429 9.9+1.3" 9.7+1.9 83+1.3"
BT 60 13.4+33 6.84+2.6"4 151432 8.1+1.1"4 9.6+1.6 74+1.174
a1l . TG/(mmol-L™") TC/(mmol-L ™) LDL-C/(mmol-L ™)
AT I RITTH NEEI RITTT RIT )
st 60 3.48+0.73 2954033 5.81+1.26 3.924+096"  3.68+0.93 2.8240.86"
BT 60 3.5340.69 2.11+£029"%  578+1.23 3.114£0.72"4  3.72+1.01 1.9240.83"4
SIRMGIT R TP<0.05; SxHBAliaIT R 4P<0.05
“P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment
x3 MEARBUEMBKERTIE ( xxs)
Table 3 Comparison on islet function and inflammatory factors between two groups ( X£5)

20 531) n/fyl MEA FINS(mU-L™) HOMA-B HOMA-IS hs-CRP(mg'L™")  IL-6(pgrmL™")
X i 60 TBITHT 4.53+1.67 35.62+£12.95 0.016%£0.002 8.91%2.69 32.67£6.25

LI 8.144+1.29" 45.90+13.43" 0.020+0.005" 6.96+1.25" 2331+6.29"
BT 60 TBITHT 4414133 35.11£13.12 0.016%0.003 8.8242.46 33.28+7.93

WY 108611564  59.10+11.61°%  0.023+£0.004"% 48240934 14565674

SR P<0.05; SxMAAIT G 4P<0.05

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