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Clinical study of pantoprazole in preventing and treating gastrointestinal damage

and antiplatelet effect after PCI in patients with coronary heart disease
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Abstract ;[ Objective] To explore the therapeutic effect of pantoprazole in the prevention and treatment
of digestive tract injury after coronary intervention and whether it has an effect on antiplatelet effect.
[ Methods ]Between September 2015 and April 2017, 232 patients who underwent coronary artery disease
(CHD)at the Heart Center of the First Affiliated Hospital of Tsinghua University and successfully com-
pleted percutaneous coronary intervention(PCI) were enrolled. Finally, 220 eligible patients were included.
There were 120 males and 100 females,aged(63. 4+ 8. 6) years old. According to the order of admission,
they were randomly divided into observation group(n=110)and control group(n =110). The control group
received conventional treatments such as clopidogrel and aspirin. The observation group was given panto-
prazole on the basis of the treatment of the control group. All patients improved thrombus elastogram

(TEG) test, followed up and recorded the occurrence of gastrointestinal discomfort or bleeding, cardio-ce-
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rebrovascular adverse events in the two groups one year after operation. | Results ] Follow-up showed that
there were 18 cases of digestive tract discomfort, 7 cases of gastrointestinal bleeding in the control group,
In the observation group, gastrointestinal discomfort occurred in 6 cases, and no gastrointestinal bleeding
occurred,and the incidence of digestive tract discomfort and gastrointestinal bleeding in the observation
group were significantly lower than the control group. The difference was statistically significant (P <<
0.05)for 5. 5% vs. 16. 4% ,0 vs. 6. 4%. The results of thromboelastography showed that the AA inhibition
rate of the control group was(78. 4+21.9) % ,the ADP inhibition rate was(37. 8+25.3) % ,the AA inhibi-
tion rate of the observation group was(77.4=+22.4)%,and the ADP inhibition rate was(36.4 +24.2)%
. There was no significant difference between the group and the control group(P<C0. 05). There were 5 ca-
ses of cardiovascular and cerebrovascular adverse events in the control group and 4 cases in the observation
group. There was no significant difference in the incidence of cardiovascular and cerebrovascular adverse e-
vents between the two groups(P >>0. 05). [ Conclusion JApplication of pantoprazole can reduce the digestive
tract injury caused by double antiplatelet therapy after PCI in patients with coronary heart disease,and does
not affect the dual antiplatelet effect,and does not increase the incidence of cardiovascular and cerebrovas-
cular adverse events.
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