PO Box 2345 Beijing 100023, China
Fax: +86-10-85381893
Email: wcjd@wjgnet.com www.wjgnet.com

World Chin J Digestol 2004 April;12(4):875-879
ISSN 1009-3079 CN 14-1260/R
2004

. BASIC RESEARCH ¢

110001
, 1962-04-08 , , . 1986

, 2000 , 2000
2001 , . NN
13 3
, No. 2002-157

, 110001, ,
. tuwei77@hotmail.com
1 024-23281793

. 2003-08-07 1 2003-09-24

Effect of nitric oxide on hepatic
dysfuction in rat obstructive jaundice

Wei Tu, Ying-Hui Zhi, Ren-Xuan Guo

Wei Tu, Ying-Hui Zhi, Ren-Xuan Guo, The Second Department of
General Surgery, The First Affiliated Hospital, ChinaMedical University,
Shenyang 110001, Liaoning Province, China

Supported by Postdoctoral Foundation of China Medical University,
No. 2002-157

Correspondence to: Dr. Wei Tu, The Second Department of General
Surgery, The First Affiliated Hospital, China Medical University,
Shenyang 110001, Liaoning Province, China. tuwei77@hotmail.com
Received: 2003-08-07 Accepted: 2003-09-24

Abstract

AIM: To examine whether obstructive jaundice influences
the production of nitric oxide and alters hepatic functions
including energy metabolism.

METHODS: Hepatocytes were isolated by perfusing the
liver with collagenase and cultured from a rat model of
obstructive jaundice or sham-control. Rat cultured hepa-
tocytes were incubated with cytokines including IL-1b. The
production of nitric oxide was measured with Griess reagent
method and Western blot analysis. Adenine nucleotides
(ATP, ADP and AMP) were measured by a high performance
ligiud chromatography. Ketone bodies in the medium were
measured enzymatically.

RESULTS: Obstructive jaundice increased the production
of nitric oxide by IL-1b time-and dose- dependently. West-
ern blot analysis revealed that protein levels of INOS were
unchanged between two groups. IL-1b decreased the ATP
content and KBR in obstructive jaundice but not that in
sham-control. Addition of L-NMMA blocked the decreases
of ATP content and KBR as well as nitric oxide production.

CONCLUSION: Enhancement of nitric oxide production
following obstructive jaundice is associated with the alteration
of hepatic energy metabolism through mitochondrial
dysfuntion, resulting in liver failure. Regulation of nitric
oxide may be a useful therapy for preventing liver damage
in obstructive jaundice.
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