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Clinical observation on octreotide and omeprazole
for treating liver cirrhosis accompanied by
upper gastrointestinal hemorrhage

ZHAI Pan
( Zhouzhi People’s Hospital , Xi'an, Shanxi, 710400)

ABSTRACT: Objective To investigate the clinical effects of octreotide and omeprazole for
treating liver cirrhosis accompanied by upper gastrointestinal hemorrhage. Methods  Fifty — two pa-
tients with liver cirrhosis accompanied by upper gastrointestinal hemorrhage considered as objects of
study were randomly divided into observation group and control group, 26 cases in each group.
Blood volume of patients in both groups was supplemented. Omeprazole was administered in the
control group, while octreotide in the observation group based on the treatment of the treatment
group. The clinical effects of patients in both groups were observed, and mean hemostatic time,
mean length of hospital stay, reoccurred hemorrhagic rate for 48 h and occurrence of adverse reac-
tions were calculated. Results The total clinical efficacy rate of the observation group was 92.3%,
markedly higher than that of the control group (69.2% ). Mean hemostatic time and length of hos-
pital stay of the observation group were significantly shorter than those of the control group, while
its reoccurred hemorrhagic rate for 48 h obviously lower than that of the control group. Conclusion
In the treatment of liver cirrhosis accompanied by upper gastrointestinal hemorrhage, the combina-
tion of octreotide and omeprazole has conspicuous clinical effects, with low incidence rate of adverse
reactions, which is of great importance in clinical treatment of liver cirrhosis accompanied by upper
gastrointestinal hemorrhage.
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