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Effect of Aspirin Combined with Glimepiride on Related Indexes of Sulfonylureas Secondary Failure Patients
with Type 2 Diabetes
ZENG Zhi-fu,DING Li(Dept. of Endocrinology, Lishui People’s Hospital, Zhejiang Lishui 323000, China)

ABSTRACT OBIJECTIVE: To observe the effects of aspirin combined with glimepiride on related indexes of sulfonylureas sec-
ondary failure patients with type 2 diabetes. METHODS: Totally 112 sulfonylureas secondary failure patients with type 2 diabetes
were randomly divided into treatment group and control group. Patients in control group were orally given glimepiride tablets 2 mg,
3 times a day. Patients in treatment group were orally given aspirin enteric coated tablets 50 mg based on the treatment of control
group, twice a day. The course of both was 2 months. The clinic data was observed, including glycosylated hemoglobin (HbAc),
fasting plasma glucose (FPG), 2 h plasma glucose (2 h PG), C-reaction protein (CRP), TNF-a, interleukin-6 (IL-6), postprandi-
al 2 h C peptide (2 h CP), Homa-B index, Homa-IR index and adverse reaction incidence. RESULTS: After treatment, HbAc,
FPG, 2 h PG, CRP, TNF-a, IL-6 and Homa-IR in 2 groups were significantly lower than before and observation group was lower
than control group; 2 h CP and Homa- were significantly higher than before and treatment group was higher than control group,
with significant differences(P<<0.05). CONCLUSIONS: Aspirin combined with glimepiride can significantly reduce the level of in-
flammatory cells factors of sulfonylureas secondary failure patients with type 2 diabetes than only glimepiride. It can improve the
function of pancreatic B-cell and effectively control the level of blood glucose with good safety.
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M2 HAE TSR E.

1.2 SRITAE
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Tab 1 Comparison of general information between 2 groups(x+ s)

A5 n LR T fitk o HbAc, % FPG,mmol/L 2hPGmmol/L BRI H AR H AR,
MEH 56 29/21 58331794 921£3.76 10.89£2.85 13.05£4.11 17324377 2 7 27
AL 56 34/ 55354828 7.61+3.80 10.01+2.67 11.19£3.94 1646+3.84 25 8 2

X HRA R 45 TAK S SE IR A (LA B A i 25 R0y A8 R 2
FlL R L mg/R )2 me, TR, AEH 3YK. WAL B e X i
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SRR 24 A .
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Tab 2 Comparison of HbA.c, FPG and 2 h PG between 2
groups before and after treatment(X *s)

A5 n iy} HbAc, % FPG, mmol/L 2 h PG, mmol/L
WEL 56 TRIFA 10844271 1138162 1766285
biEvig] 35341.60" 6324194 909+3.16™
XA 56 TR 10,59+ 2.4 11.71£1.80 17.13+3.04
IR 691£2.17° 9.10+1.69° 1145367
T SIAYTHT AL, " P<<0.05; X IRAT AL, "P<<0.05

Note: vs. before treatment, *P<<0.05;vs. control group,”P<<0.05
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Tab 3 Comparison of CRP, TNF-a and IL-6 between 2

groups before and after treatment (x *s)

ikl n il CRPmgL  TNF-a,ngl  IL6,ng/L
WA 56 BT 8741168 11434221 1638187
AR JU£093  536L147  593£105*
pagieil 56 R 859+ 1.80 10851198 1577202
BITR 5821145° TTE166° 9631185
T HIRYTHT LR, “P<<0.05; 5XJHRZ] b #,"P<<0.05

Note: vs. before treatment, “P<<0.05; vs. control group,”P<<0.05
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F4 MWABREFETHIE2 h CP Homa-f. Homa-IR L5 (¥ +5)
Tab 4 Comparison of 2 h CP, Homa- and Homa-IR bet-
ween 2 groups before and after treatment(x £ s)

A5 n fi[i] 2h CP,mmol/L Homa-B Homa-IR

WEH 56 BT 281£0.69 0.79+0.16 0842023
TR 414076 2641062 027£0.11%

M4 56 TRITT 273055 0.81£0.19 0.86+0.28
BT 34820617 1.95+0.53¢ 049+0.17"

H: SIRYTHT I, T P<<0.05; 5% R LA, "P<<0.05
Note: vs. before treatment, *P<<0.05;vs. control group, P<<0.05
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