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Renal dysfunctions in obstructive jaundice rats
ZHANG Feng-shen, HE Zhen-ping, DUAN Heng-chun (Department of General Surgeryy No. 324 Hospital of Peopl’ s Liberation Atmy:  Chongqing 400038,
China)

Abstract. Objective To investigate the time-related renal functional changes and the wle of gutderived endotoximia in obstuctive jaundice.
Methods A total of 50 male Wistar rais were equally randomized into 5 groups that is sham operation group (SO), common bile duct ligation for
5 d group (CBDL5d), CBDL10d group, CBDL15d group, CBDL+ gavage administration of sodium deoxycholate at 40 mg per day group (CBDIA
DC). The plasma endotoxin level was detected, and the renal functions were evaluated by using the following indexes p— aminchippuric acid clear-
ance(CPAH), inulin clearance(CIN) and fractional sodium excretion (FEy, ;). Results With the extension of obstructive jaundice, the plasma
endotoxin level was increased continuously (< 0.05 0.01). Though no change of CPAH and CIN was seen. FENat was significantly increased
in CBDL5d group ( P<Z0.01 w SO). I 10 d after CBDL, all the 3 renal functional indices were decreased gradually, with FENa+t already signifi-
cantly lower in CBDL15d group than that in SO group ( P<Z 0. 01). Administration of sodium deoxycholate by gavage obviously decreased the plasma
endotoxin level and ameliorated the renal functionsin CBDL rats (P<<0.05 0.01). Conclusion The inhibition of renal tubular sodium and water
re-absorption function are the early renal abnomalities in obstctive jaundice. With the extension of obstructive jaundices renal blood flow and
glomemwlar filtration rate decrease gradually, and renal tubular sodium and water reabsorp tion function convert from suppressed state to abnormally ac-
tive state. Gui-dernved endotoximia may play an important wle in renal dysfunction in obstmuctive jaundice.
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Tab 1 Changes of serum levels of total bilirubin and endotoxin
in different groups(x +s)
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Tab2 Changes of renal functions in different groups(x +s)
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