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Effect of Probiotics Combined with Compound Glutamine on the Prevention of Spontaneous Bacterial Peritonitis in Patients with Decompen-

sated Cirrhosis.

430060, China

Hao Hu, Chen Mingkai, Ding Lingwen. Department of Gastroenterology, Renmin Hospital of Wuhan University, Hubei

Abstract Objective To investigate the effect of probiotics combined with compound glutamine on the prevention of SBP in patients
with decompensated cirrhosis. Methods Sixty — four patients with with decompensated cirrhosis treated at our hospital from October 2012
to August 2013 were randomly divided into either a treatment group or a control group. On the basis of conventional treatment, such as he-
patic functional protection treatment, diuresis and albumin administration, the treatment group was treated with probiotics combined with
compound glutamine on the basis of conventional therapy. The levels of plasma endotoxin (ET) , tumor necrosis factor alpha (TNF - a) ,
interleukin 6 (IL —6) ,Child — Pugh score and the incidences of SBP were compared between the two groups. Results The levels of plas-
ma ET, TNF - « and IL — 6 were lower in the treatment group than in the control group after treatment( P <0.05) ,while in the control
group, there were no statistically significant differences between before and after treatment (P > 0.05). After treatment Child - Pugh
scores of the two groups were improved, and the differences were statistically significant (P <0.05) , and the result of treatment group was
more significant (P <0.01). There was significant difference between the two groups in incidences of SBP ( P <0.05). Conclusion Pro-
biotics combined with compound glutamine can effectively prevent spontaneous bacterial peritonitis in patients with decompensated cirrhosis.

Key words Probiotics ; Compound glutamine ; Cirrhosis ; Prevention ; Spontaneous bacterial peritonitis
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