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Effect of salvia miltiorrhiza on inducible nitric oxide synthase mRNA expression in

lungs of rats with severe acute pancreatitis

ZHANG Ying', SHI Cheng-xian', BIE Ping’ , REN Juan-juan', LI Yu-xiang', HUANG Ping’ ( 'Department of General Sur-
gery, Guizhou People’s Hospital, Guiyang 550000, *Institute of Hepatobiliary Surgery, Southwest Hospital, Third Military Medical Univer-
sity, Chongging 400038, * Department of Histology and Embryology, Zunyi Medical College, Zunyi 563003, China)

Abstract: Objective To investigate the expression of inducible nitric oxide synthase (iNOS) mRNA in
lungs and the effect of salvia miltiorrhiza on lung injury in rats with severe acute pancreatitis (SAP). Methods
A total of 45 Wistar rats were randomly divided into 3 groups; SAP model group (SP, n=15), salvia milti-
orrhiza group (SM, n =15) and sham operation group (SO, n =15). Severe acute pancreatitis was induced by
intraductal injection of 5% sodium taurocholate (1.0 ml/kg) in SP group and SM group. Sham operation was
only made in SO group. Salvia miltiorrhiza (2 ml » kg™ + d™') was intramuscularly injected immediately after
SAP was induced in SM group, and the same dose was administrated every 6 h. The same volume of physiologi-
cal saline was administrated in SP group and SO group. The volume of ascites and serum nitric oxide (NO) and
amylase (AMY) were determined. iNOS mRNA expression in lung were examined by in situ hybridization. The
pathologic changes of lung was observed after 24 h of rat model establishment. Results The volume of ascites
and serum levels of AMY and NO and the expression of iNOS mRNA in lung in SP group were higher than in
SM group and SO group (P <0.05, P <0.01). The pathologic changes of lung in SM group were less than in
SP group. Conclusion Over-expression of iNOS mRNA in lung plays an important role in lung injury in SAP
rat models and salvia miltiorrhiza inhibits the expression of iNOS mRNA and ameliorate the lung injury.
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Tab 1 Serum levels of NO, AMY and the volume of ascites(¥ +s)

Group n NO ( wmol/L) AMY (U/L)  Volume of ascites(ml)
Sp 15 163,36 £20.40 2156.05 +355.87  9.87+2.34
SM 15 146,27 £24,3* 1439,21 £332.99** 5.27 +2,81*"
50 15 69.84 £ 18,06 " 215.67 £37.27* 0

#: P<0.05, %% P<0.01, vs SP; #: P<0.01, vs SM
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A SP group; B: SM group
1 XRTASEMBFELE (HEx100)
Fig 1 The pathological changes of lung alveolus in SM group
under light microscope ( HE x100)

A

A: SP group; B: SM group
B2 fiifE iINOS mRNA Rix (124 L x400)
Fig 2 iNOS mRNA expression in SP group (/n situ hybridization x400)

%+ 2 FiAE iNOS mRNA £k (10D, x +5)
Tab 2 iNOS mRNA expression in lung( 10D, x +5)

iNOS
Group
Blood capillary of alveolus Bronchus
Sp 15 28.57 +1.18 28.45+1.4
SM 15 22.84 £1.374 23.87+1.18%

* : P<0.05, vs bronchus; A: P<0.01, vs SP
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