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Clinical study on Jiangtangning Capsules combined with exenatide in treatment
of type 2 diabetes mellitus

LIU Cheng-gong, MA Hai-li, LI Wan-sen
Department of General Medical, Zhumadian Central Hospital, Zhumadian 463000, China

Abstract: Objective To investigate the clinical effect of Jiangtangning Capsules combined with exenatide in treatment of type 2
diabetes mellitus. Methods Patients (96 cases) with type 2 diabetes mellitus in Zhumadian Central Hospital from June 2017 to June
2018 were divided into control (48 cases) and treatment (48 cases) groups according to admission number. Patients in the control group
were iv administered with Exenatide Microspheres for injection, 2 mg/time, once weekly. Patients in the treatment group were po
administered with Jiangtangning Capsules on the basis of the control group, 2.4 g/time, three times daily. Patients in two groups were
treated for 4 weeks. After treatment, the clinical efficacy was evaluated, and the FBG, 2 h PG, HbAlc, FINS, HOMA-B, HOMA-IR,
serological indexes, and oxidative stress indexes in two groups before and after treatment were compared. Results ~ After treatment,
the clinical efficacy in the control and treatment groups was 81.25% and 97.92% respectively, and there were differences between
two groups (P < 0.05). After treatment, the FPG, 2 h PG, HbAlc, FINS, MCP-1, PGRN, y-GT, IL-6, and TNF-a levels in two groups
were significantly decreased (P < 0.05), and these indexes in the treatment group were significantly lower than those in the control
group (P < 0.05). After treatment, the HOMA-B, GSH-Px and SOD in two groups were significantly increased (P < 0.05), but
HOMA-IR and MDA were significantly decreased (P < 0.05), and these indicators in the treatment group were significantly better than
those in the control group (P < 0.05). Conclusion Jiangtangning Capsules combined with exenatide in treatment of type 2 diabetes
mellitus can effectively control blood glucose levels, reduce inflammation, improve oxidative stress, insulin resistance and insulin

sensitivity, which has a certain clinical application value.
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Table 1 Comparison on clinical efficacy between two groups
4153 n/f§) w3/ AR TR/ A%
X I 48 25 14 9 81.25
g 43 34 13 1 97.92"

LA "P<0.05

*P < 0.05 vs control group

%2 W FPG. 2hPG. HbAlc #1 FINS /KFELLE ( x+s )
Table2 Comparison on FPG, 2 h PG, HbAlc, and FINS levels between two groups ( X+ s)
21531 nBl BEZI A FPG/(mmol-L™") 2 h PG/(mmol-L™") HbAlc/% FINS/(uU-mL ™)
Wi 48 TRIT T 9.89+1.18 12.54£1.25 9.75+1.16 14.29+3.46
RIS 7.63+£1.07° 8.36+1.19° 7.36+1.09° 9.28+1.09°
Wy 48 TRIT T 9.87£1.16 12.57+1.27 9.73%1.14 14.27+3.42
I 5.1241.04™ 6.28+1.15 5.624+1.05™ 6.12+1.06™
SR "P<0.05; SXEARITIEHE: 4P<0.05
"P <0.05 vs same group before treatment; P < 0.05 vs control group after treatment
%3 7 HOMA-p #1 HOMA-IR tL# ( x+s )
Table 3 Comparison on HOMA-beta and HOMA-IR between two groups ( X+ s)
HOMA-B/% HOMA-IR/%
215 n/f
RITT RIS AT RIS
if 48 45.67+8.75 68.79+9.57° 4.8940.55 3214017
BIT 48 45.63+8.72 77.5449.68"4 4.8610.52 2.1740.14™*

SRR TP<0.05; S5x ALY R 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 serological indexes between two groups ( xts)

M o MENE PGRN/(ugL™")  y-GT/(U-L™')  MCP-1/(ugmL™")  TNF-a/(pgmL")  IL-6/(pgrmL")

X 48 YRITHT 1355542651 45.85+6.57 87.48+8.35 8.7611.62 5.8610.75
IR 87.49+11234" 34.824+479 56.74+4.23" 6.53+0.61" 2.59+0.21°

T 48 WITHT 1355742648  45.8246.54 87.46+8.32 8.72+1.64 5.84+0.73
WITE  6132+21226™  2046+473% 41324416 4.27+0.58"* 1.12+0.17"*

SRMEITATHE: TP<0.05; SXHRARIT A AP<0.05

"P <0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment

E

MBEN IR (x£5)

Table 5 Comparison on oxidative stress indexes between two groups ( x= s)

20531 n/fl WLEZ I 1) MAD/(nmol-L ") SOD/(TU-mL ™) GSH-Px/(mg'mL™")

PRI 48 TBITHT 7.65+1.48 85.79+7.61 31.54£6.39
I e 3.35+0.39 109.574+9.36" 55.26+8.38"

bEEad 48 TBITHT 7.63+1.46 85.74+17.58 31.524+6.37
I e 1.124+0.34™ 128.934+9.47"4 65.73+8.42"

SR P<0.05; SXRAGITIE LR AP<0.05

*P < 0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment
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