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Clinical observation of acarbose combined with Novomix 30 in treatment of type
2 diabetes of patients who had a suboptimal response to therapy

WANG Min
Hospital of Nanjing University, Nanjing 210093, China

Abstract: Objective To investigate the clinical effect of acarbose combined with Novomix 30 in the treatment of type 2 diabetes of
patients who had a suboptimal response to therapy. Methods Fifty-two cases of type 2 diabetes in Hospital of Nanjing University,
who had a suboptimal response to therapy, were randomly divided into treatment group (27 cases) and control group (25 cases).
Patients in the control group were sc administered with Novomix 30 Injection before breakfast and dinner, twice daily; Patients in the
treatment group were po administered with Acarbose Tablets, 50 mg/time, three times daily, while the usage of Novomix 30 Injection
were the same as the control group. After 12 weeks of the continuous therapy, fasting blood glucose (FBG), 2 h post meal blood
glucose (2 h PG), glycosylated hemoglobin Alc (HbAlc), body mass index (BMI), blood lipid, and the dosage of insulin in the two
groups were compared. Results After the treatment, FBG and HbAlc of the two groups were significantly lower than those before
the treatment, and the differences were statistically significant in the same group before and after the treatment (P < 0.05). After the
treatment, the level of HbAlc in the treatment group was lower than that in the control group, with the significant difference
between the two groups (P < 0.05). After the treatment, the blood sugar level of seven observation point throughout the day in the
two groups were significantly decreased, and the differences were statistically significant in the same group before and after the
treatment (P < 0.05). At the same time, 2 h PG after three meals of the treatment group was lower than that in the control group,
with the significant difference between the two groups (P < 0.05). Blood sugar up to the standard time of the treatment group was
obviously shorter than that in the control group, with the significant difference between the two groups (P < 0.05). Conclusion
Acarbose combined Novomix 30 has a good clinical efficacy in the treatment of type 2 diabetes of patients who have a suboptimal
response to therapy, and can effectively control the postprandial blood glucose, which has good clinical application value.
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*1 W4EATTHIE FBG. HbAle. BMI. IMBSEHRILIR ( x+s)
Table 1 Comparison on FBG, HbAlc, BMI, and blood lipid indexes before and after treatment between two groups ( x=*s )

Hu w MENE] FBG/(mmol-L™))  HbAlc/% BMI/(kg'm %) TG/(mmol-L™") TC/(mmol-L™") LDL-C/(mmol-L™")

WIr 27 WITHT 10.83+£3.66  9.04+£1.46  252243.12  1.52+1.17 489+1.16 3.0040.90
By )E 6.69+0.87° 6871066 2504+3.10 1.71+143 4.90+1.03 2.8010.88
X 25 YRITTHT 9224252  8.60+1.55 25.06%2.74  1.36%+0.56 4.75+0.83 2.97+0.83
lCdE] 6.24+0.76" 7.43+124" 24934256  1.2940.80 4.72+0.72 2.67+0.60

SRS : "P<0.05; SXIALATEHE: *P<0.05

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

®2 FEAITAIR 7 SMBERILE (x+s)

Table 2 Blood glucose monitoring at different time points before and after treatment between two groups ( x*s)

LB /(mmol-L ™)

WA ) ML)

AT WG 2h hEHT P#JE 2h WA i Wi4e)5 2 h M
WY 27 WITHET 10.8313.66 1623+£5.82 10294227 16.80+4.62 11214392 15324428 10.48+4.39
IR 6.6910.87 8.62+145™% 7331266° 880%+1.92"* 726174 877+2.19™ 8.19+2.65
XM 25 VAYTET 9.2242.52 13594390 9244194 1424+325 9794232 14734332  9.04+3.38
T 624+076° 9.78+1.817  6.84+133" 10544205 7.55+1.11° 9.95+230" 7.14%+1.79"

HRAMITITHE: "P<0.05; SHB4LATT G HE: 4P<0.05

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