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[Abstract] Objective To investigate the effects of Xuebijing injection (ffl £ ¥+ 4§1#) on the inducible
nitric oxide synthase (iNOS) activity and nitric oxide (NO) levels in lung of rats with acute lung injury after
Vibrio vulnificus sepsis and their significance. Methods One hundred and ten clean Sprague-Dawley (SD) rats
were randomly divided into normal control, Vibrio vulnificus sepsis model and Xuebijing treatment groups.
Vibrio vulnificus sepsis model was established by subcutaneous injection of Vibrio vulnificus suspension. Ten
animals were sacrificed at each of the following time points: 1, 6, 12, 24 and 48 hours after Vibrio vulnificus
infection in the model and Xuebijing treatment groups, respectively. The lung tissue samples were collected to
determine NO levels, the activities of pulmonary myeloperoxidase (MPO) and iNOS. The pathological changes
in lung tissues were observed with light microscopy after hematoxylin-eosin (HE) staining. Results The
pulmonary iNOS activities (U/mg) in rats of model group at 1, 6, 12, 24 hours (12. 57+3. 20, 22.1747. 29,
19. 734 6. 23, 14.37+ 3. 78, respectively) after infection were markedly higher than the activity in normal
control group (6. 69+1. 87, all P<0.01). The pulmonary iNOS activities in Xuebijing treatment group at 6,
12, 24 hours (14.97 & 3.48, 15.15 4 5.46, 10.28 3 4.13) were markedly lower than those at the
corresponding time points in the model group (P<<0.05 or P<<0.01). The levels of NO (pmol/g) in lung
tissue of rats in model group at 1, 6, 12, 24, 48 hours (14.53+3.82, 31.524+7.01, 41.32+79. 28, 32. 82+
5.42, 24.8216.01, respectively) after infection were significantly higher than the levels in normal control
group (4.94%+1.48, all P<{0.01). The pulmonary NO levels at 12 hours and 24 hours (30.93+5.19,
25.2534. 67) after infection in the Xuebijing treatment group were obviously down-regulated compared with
those at the corresponding time points in the model group (both P<<0.01). The pulmonary MPO activities
(U/g) in rats of model group at 1, 6, 12, 24 hours (1.21+0. 32, 2.11£0.28, 2.05+0.24, 1.0740. 36,
respectively) after infection were markedly higher than the activity in normal control group (0.55+0. 18, all
P<0.01). Compared with the activities of model group at the corresponding time points, the pulmonary MPO
activities at 6 hours and 12 hours (1. 6940. 47, 1.3740. 42) in Xuebijing treatment group were significantly
down-regulated (both P<C0.01). At 24 hours after infection, the degree of lung damage was marked in the
mode] group, while in Xuebijing treatment group it was milder. Conclusion iNOS and NO appear to be
involved in the pathophysiology of Vibrio vulnificus septic lung injury. Treatment with Xuebijing injection
could obviously reduce the iNOS activity and NO level and attenuate the lung damage in rats after Vibrio
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vulnificus infection.
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