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Effects of Hydrogen Sulfide on the Inflamation of Acute Acalculous Cholecystitis. Hu Guiying, Yu Baoping, Zhang Li,Yang Bin, Yuan
Hao ,Huang Mengjun. Department of Gastroterology of Renmin Hospital of Wuhan University , Hubei 430060 , China

Abstract Objective To investigate the effects of hydrogen sulfide on acute acalculous cholecystitis. Methods Guinea pigs were
divided into 4 groups randomly : sham group,CBDL group,CBDL + NaHS group, CBDL + DL — propargylglycine(PAG) group. Except of the
sham group,the rest three groups were freed and ligated common bile duct at the entrance of bile duct into the duodenum. The CBDL +
NaHS group and CBDL + PAG group were given NaHS 10mg/kg and PAG 50mg/kg respectively by intraperitoneal injection before
30minutes of the operation. 48 hours later, the serum and bile were taken out of every group and the content of H,S in them was deter-
mined, HE stain and immunohistochemistry of MPO was done for the gallbladders. Results The sham group had not obvious inflammatory
change , while CBDL -48h group had. But the inflammatory change in CBDL —48h group was lighter than that in CBDL — PAG group,
heavier than that in CBDL — NaHS group. H,S content in plasma was that of CBDL —48h + NaHS group > CBDL —48h group > CBDL
—-48h + PAG group > sham group (each group, P <0.05). H,S content in bile was that of CBDL —48h + PAG group > CBDL -48h
group > CBDL - 48h + NaHS group > sham group (each group, P <0.05). Conclusion Using the method of common bile duct ligation
can build the model of AAC. H,S has inhibitory effect on the inflammation of AAC. The changes of H,S content in bile may be related to
the infection of bacterials producing H,S.

Key words Acute acalculous cholecystitis; Gallbladder inflammation; Hydrogen sulfide
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Cognitive Intervention on Depression, Anxiety and Insomnia in Patients with Gastric Cancer. Hong Shiyan, He Jingjing , Qiu Huasen. De-
partment of Gastrointestinal Surgery ,Zhejiang Provincial Hospital of TCM ,Zhejiang 300016 , China

Abstract Objective To explore the effect of cognitive intervention on depression, anxiety and insomnia associated with gastric
cancer patients after operation. Methods The mood and somnus condition of gastric cancer patients were assessed within one week after
the operation. The patients who met the inclusion criteria were randomly into the cognitive intervention group and clinical management
group, received an eight — week, a total of six times cognitive intervention or clinical management. The mood and somnus condition was re
— evaluated after finishing the intervention and 3 months later. Results (1) Right after the intervention and the follow — up period, the
depression, anxiety and insomnia degree decreased significantly compared to the baseline in both groups. (2) After the intervention, the
depression scores of the cognitive behavior intervention group (7.37 £2.72) the depression scores of the cognitive behavior intervention
group (7.37 £2.72) was lower than that of the clinical management group (9.40 £3.09), and the difference was statistically significant
(P =0.009). The scores of anxiety (7.03 £3.07,8.23 £2.90) and somnus (7.76 +1.68,8.57 +2.65) had no significant difference

between the two groups. The affection was not statistically significant between the two groups in depression, anxiety and insomnia. (3)
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