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lysaccharide ( LPS) -induced acute liver injury. Methods

C57BL/6 mice were injected with LPS intraperitoneally

for 24 h,to establish the model of acute liver injury. The morphological changes of liver tissues were observed by HE
staining. Alanine aminotransferase ( ALT) and aspartate aminotransferase ( AST) levels were measured using test
kits. The Kvl. 3 expression was measured by immunohistochemistry, Florescent real-time quantitative RT-PCR
(gqRT-PCR) and Western blot. Kupffer cells (KCs)
Kvl. 3, tumor necrosis factor alpha( TNF-a) expression by qRT-PCR. The expression of Kv1. 3 was also detected in
LPS-stimulated RAW264. 7 cells. Margatoxin( MgTx) was pretreated to block Kv1. 3 in LPS-stimulated RAW264. 7
cells, then detected the expression of cytokines by qRT-PCR and Western blot. Results
liver tissueswere damaged by LPS,ALT and AST levels increased significantly after LPS treatment( P <0.01). The

were isolated by in situ perfusion, and then applied to detect

HE staining showed that

Kvl. 3 expression decreased significantly in model group compared to normal group( P <0.01). Kvl. 3 was low ex-
pressed in KCs in LPS-inducedacute liver injury model group ( P <0.01). LPS-stimulated RAW264. 7 cells ex-
pressedlow level of Kv1.3(P <0.05) , and MgTx, the Kvl. 3 specific blocker, decreased LPS-induced cytokynesis
secretion. Conclusion The results indicate that Kvl. 3 is low expressed in LPS-induced acute liver injury and bloc-
king of the Kvl. 3 channel decreases LPS-induced cytokynesis secretion in macrophage. Kvl.3 may play an impor-
tant role in the treatment of liver diseases.
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Mice in each group were exposed to pure water (reverse osmosis water) , lead acetate solution, cadmium chloride
solution, and the mixed solution including lead acetate and cadmium chloride. After exposure of 40 days, blood
was collected by removing eyeballs, and then mice were killed. The testes, epididymides were detached and weigh-
ted. The organ coefficient of testes and epididymides was counted. Sperm was counted from cauda epididymidis.
Testicular histological morphology was evaluated using H&E staining. Serum testosterone concentration was ana-
lyzed using enzyme linked immunosorbent assay ( ELISA). Results No significant difference in water consump-
tion, diet intake, and body weight gain was observed among cadmium, lead, cadmium plus lead co-exposure group
and the control group. After exposure of 40 days, lead, cadmium or lead plus cadmium did not cause the change of
body weight, the weight of testes and epididymides, and organ coefficient of testes and epididymides. Further re-
search showed that no obvious difference in sperm count and serum testosterone concentration was observed among
the four groups. Conclusion The present study shows that lead and cadmium co-exposure during puberty and ear-
ly adulthood does not affect male reproduction in mice.

Key words lead; cadmium; mouse; combined exposure; testis; testosterone
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The protective effect of Gas-6 protein on murine acute lung injury
Yin Lu, Yang Jin, Wang Ying, et al
( Dept of Respiratory Medicine, The Second Affiliated Hospital of Anhui Medical University, Hefer 230601 )

Abstract Objective To investigate the effect of exogenous Gas-6 protein on LPS-induced acute lung injury mice.
Methods Balb/c mice were randomly divided into control group, Gas-6 protein control group, LPS-treated group
and Gas-6 protein protection group. LPS was administered to induce murine acute lung injury model by intraperito-
neal injection in LPS-treated group and Gas-6 protein protection group, while the other groups used normal saline.
Then Gas-6 protein was intravenously injected in Gas-6 protein control group and Gas-6 protein protection group at
once, while the other groups used normal saline. 12 hours after LPS/normal saline injection, serum and lung tissue
of mice were obtained. HE staining was used to observe pathological changes in the lung tissue of mice. The lung
pathological score, lung tissue wet-to-dry weight ratio, the levels of TNF-a and IL-6 in serum, the expression of
TNF-oo mRNA and IL-6 mRNA in lung tissue were analyzed at the same time. Results The pathological results
showed that the degrees of pulmonary edema, lung congestion, neutrophil infiltration, inflammatory exudate of the
LPS-induced group were more serious than the control group. However, the Gas-6 protein could reduce the chan-
ges. Compared with the control group, the lung pathological score, lung tissue wet-to-dry weight ratio, the levels of
TNF-a and IL-6 in serum, the expression of TNF-oo mRNA and IL-6 mRNA in lung tissue of the LPS-induced group
were significantly increased (P <0.05). However, the index of the Gas-6 protein protection group was lower than
the LPS-induced group, and the difference was statistically significant( P <0. 05). Conclusion Gas-6 protein has
protective effect on acute lung injury induced by LPS in mice.

Key words Gas-6 protein; LPS; acute lung injury



