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Comparative study on ticagrelor and cilostazol in treatment of thrombosis of coronary
heart disease with diabetes after PCI

GUO Zhen, ZHAO Bin, SUN Yu-feng, LI Xue-ping
Cangxian Hospital, Cangzhou 061000, China

Abstract: Objective To compare clinical curative effect of ticagrelor and cilostazol in treatment of thrombosis of coronary heart
disease with diabetes after PCI. Methods Patients (88 cases) with coronary heart disease with diabetes treated with PCI in Cangxian
Hospital from January 2014 to January 2016 were randomly divided into control (44 cases) and treatment (44 cases) groups. Patients in
the control group were po administered with Cilostazol Tablets, 100 mg/time, twice daily. Patients in the treatment group were po
administered with Ticagrelor Tablets, 180 mg/time for first day, then 90 mg/time, twice daily. Patients in two groups were treated for 30
d. After treatment, the platelet inhibitory rate, serum cytokines level, and adverse cardiovascular events in two groups before and after
treatment were compared. Results After treatment, the platelet inhibitory rate in two groups was significantly increased (P < 0.05),
and compared with the control group, platelet inhibitory rate in the treatment group was significantly increased, with significant
difference between two groups (P < 0.05). After treatment, the hs-CRP, IL-6, CD40L, and Lp-PLA2 levels in two groups were
significantly decreased, and the difference was statistically significant in the same group (P < 0.05). And the serum cytokines levels in
the treatment group were significantly lower than those in the control group, with significant difference between two groups (P <
0.05). In the course of treatment, the adverse cardiovascular event rate in the treatment group was 11.36%, which were significantly
lower than 29.55% in the control group, and there were differences between two groups (P < 0.05). Conclusion Ticagrelor can
effectively antagonize the platelet aggregation after PCI of coronary heart disease with diabetes, and reduce the inflammatory factor,
which has a certain clinical application value.
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Table 1 Comparison on platelet inhibition rate between

two groups ( X+s )
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Table 2 Comparison on serum cytokines between two groups ( X£s,n=44)
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Table 3 Comparison on adverse cardiovascular events between two groups
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