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Clinic Study and Analysis of Bile Reflux Gastritis. Wang Bin, Sun Tianyan ,Wang Xiaoyu, Li Hong ,Wu Zuoyan. ICU , Beijing Anzhen
Hospital , Beijing 100029 , China

Abstract Objective To explore the clinical character istics of bile reflux gastritis. Methods We observed 1328 patients with
bile reflux gastritis( excluding gastritis of the remnant stomach) ,and selected 425 superficial gastritis as control group. All the patients took
helicobacter pylori( Hp) rapid urease examination. 664 cases in observed group and all in patients of control group were examined for bile
disease by UB. Results In 1328 patients, there were 797 male and 531 female,and the ratio of male and female was 1.5/1. The detec-
ting rate of bile reflux gastritis was decreased along with aging. Among all the patients, there were 651 simple superficial gastritis(49% ) ,
86 gastric ulcer(6.5% ), 412 duodenal ulcer (31% ), 122 combined ulcer(9.2% ) and 57 other disease(4.7% ). In observed group,
1030 HP(77.56% ) were regative; 298 Hp(22.44% ) were positive, and in control group, 282 Hp(66.35% ) were regative, 147 Hp
(33.65% ) were positive. The amount of gallbladder disease resection was 221 (33.3% ), which was more than that of control group
(16.9% ). Conclusion The detecting rate of bile reflux gastritis was decreased along with aging. Bile reflux gastritis is more often com-
bined with ulcer disease or gallbladder disease. The Hp infection rate of bile reflux gastritis is significant lower than that of non — bile re-
flux gastritis.
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The Stepwise Regression Analysis of the Related Factors with Plasma Neuropeptide Y in 180 Healthy People. Qi Yunping, Deng Jie, Ma
Jia, Wang Nan. Yan’ an Hospital of Kunming, Yunnan 650051, China

Abstract Objective To explore the related factors with plasma neuropeptide Y in 180 normal healthy people by stepwise regres-
sion analysis. Methods Right ventricular end - diastolic diameter(RVDD) , inter — ventricular septum end — diastolic thickness(IVST) ,
left ventricular end — diastolic diameter (LVDD ), left ventricular posterior wall end — diastolic thickness (LVPWT) , ejection fraction
(EF), strole volume(SV) , cardiac output( CO) , cadiac output index( Cl), stroke volume index(SI) and plasma neuropeptide Y were
measured respectively by echocardiography and immunoradioassay in all subjects. In addition, we examined the height,weight,blood pres-
sure, heart rate and subcutaneous fat thickness in every subjects. Results The plasma neuropeptide Y wasn’ t significant difference in
different gender and age( P=0.05). The plasma neuropeptide Y of healthy population was normal distribution and the 95% of confidence
interval 70.27 to 190. 61 ,and 99% of confidence interval was 51.23 to 209.65. Conclusion The EF  height, LVST,diastolic blood pres-
sure,CO,SV and subcutaneous fat thickness were the major related — factors of neuropeptide Y in plasma. The EF and height were nega-

tively correlated with plasma neuropeptide Y ,and other five factors were postive correlated with it.
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