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Clinical study on dibutyacyladenosine cyclophosphate combined with tirofiban in
treatment of acute coronary syndrome

LUO Yuan-zheng
Department of Cardiology, Tianjin Public Security Hospital, Tianjin 300042, China

Abstract: Objective To investigate the clinical efficacy of Calcium Dibutyacyladenosine Cyclophosphate for injection combined
with Tirofiban hydrochloride Sodium Chloride Injection in treatment of acute coronary syndrome. Methods Patients (130 cases) with
acute coronary syndrome in Tianjin Public Security Hospital from April 2016 to April 2017 were randomly divided into control and
treatment groups, and each group had 65 cases. Patients in the control group were iv administered with Tirofiban hydrochloride
Sodium Chloride Injection, 0.4 pg/(kg-min) administered for 30 min, the maintenance dose of 0.1 pg/(kg'min) was used for 2 — 5 d.
Patients in the treatment group were iv administered with Calcium Dibutyacyladenosine Cyclophosphate for injection on the basis of
the control group, 40 mg was added to 5% glucose injection 250 mL, once daily. A course of treatment had 14 d, and patients in two
groups were treated for 4 weeks. After treatment, the clinical efficacy was evaluated, and the cardiac function indexes, inflammatory
factors levels, and adverse event in two groups before and after treatment were compared. Results After treatment, the clinical
efficacies in the control and treatment groups were 81.5% and 95.4%, and there were differences between two groups (P < 0.05). After
treatment, the LVEDD, LVESD, LADD and LVEF levels in two groups were significantly increased, and the difference was
statistically significant in the same group (P < 0.05). After treatment, the cardiac function indexes in the treatment group were

significantly higher than those in the control group, with significant difference between two groups (P < 0.05). After treatment, the
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TNF-a, MMP-9, and Hcy levels in two groups were significantly decreased, and the difference was statistically significant in the same

group (P < 0.05). After treatment, the inflammatory factors levels in the treatment group were significantly lower than those in the

control group, with significant difference between two groups (P < 0.05). After treatment, the adverse event rate in the control and

treatment groups were 27.7% and 10.8%, and there were differences between two groups (P < 0.05). Conclusion Calcium

Dibutyacyladenosine Cyclophosphate for injection combined with Tirofiban hydrochloride Sodium Chloride Injection has clinical

curative effect in treatment of acute coronary syndrome, can significantly improve cardiac function indexes and inflammatory factors

levels, reduce the occurrence of cardiovascular adverse events, which has a certain clinical application value.

Key words: Calcium Dibutyacyladenosine Cyclophosphate for injection; Tirofiban hydrochloride Sodium Chloride Injection; acute

coronary syndrome; cardiac function index; inflammatory factor; TNF-a; MMP-9; Hcy; adverse event
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Table 1 Comparison on clinical efficacies between two groups

4150 n/fl /A A3 TR RAREY%
X B 65 29 24 12 81.5
g 65 35 27 3 95.4"
SRR AL TP<0.05
"P <0.05 vs control group
£2 WEOEEIEIRILE ( x£5)
Table 2 Comparison on cardiac function indexes between two groups ( X£S )
5 n/f5l WL I [A] LVEDD/mm LVESD/mm LADD/mm LVEF/%
X 65 TBITHT 31.5%6.1 28.7+7.2 25.6%5.1 37.8%+7.1
I e 39.8+6.3" 33.7+52" 347463 47.6+5.9"
bEEad 65 TBITHT 32.7+£7.9 27.6+6.2 26.3+5.3 372463
I e 47.6+5.8™* 39.6+5.8" 38.6+5.9™ 583+7.6™

SRMAHITITE: P<0.05; SXRAGITIE LR 4P<0.05

"P <0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment
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Table 3 Comparison on inflammatory factors levels between two groups ( X£S )
415 n/Hl WREZ I 1) TNF-a/(ug- L") MMP-9/(ug-L ™" Hey/(umol-L™)
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I )G 107.35+15.73"* 286.35+25.39" 5.76+0.83"
HRAAT AR : P<0.05; SXBALAT S 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 adverse events between two groups
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Sy "P<0.05

*P < 0.05 vs control group
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