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Expressions of autophagy related proteins in spleen tissue

within 12 hours after splenic impact injury in rats
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Abstract: Objective To observe the expressions of autophagy gene related-proteins in spleen tissues within 12 hours
after splenic impact injury in rats. Methods Twenty clean grade healthy SD rats were randomly divided into four groups
(n =5 each) :control group (group A),2 hours after trauma group (group B),8 hours after trauma group ( group C)and
12 hours after trauma group( group D). The splenic impact injury models were established by bio-impactor in rats of group
B,C and D. The rats in group A were anesthetized only but not impacted and immediately executed after anesthesia, then
the spleens were taken out. The rat spleens were taken out at the corresponding time after impact,and the extent of spleen
injury was assessed in group B,C and D. Hematoxylin eosin ( HE) staining of traumatic spleen was performed to observe
the characteristics of injured spleen tissues under microscope. Gross specimens were observed to see if the molding was
successful. Immunochistochemical method and Western blot method were used to detect the expressions of Beclinl (a
homologue of yeast autophagy related gene Atg6) and microtubule-associated protein 1 light chain3 (LC3,a homologue of
yeast autophagy related gene Atg8 proteins). Results The models of splenic impact injury were established successfully.

Gross specimens showed that plenic laceration length and depth under the same impact force and at different injured time in
each modeling group were basically same (all P >0.05). HE staining showed that splenic tissues conformed to signs of

splenic rupture. Immunohistochemical method and Western blot method showed that the relative expression levels of Beclinl
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and LC3 I proteins in spleen increased progressively with postiraumatic time going (2 h—8 h—12 h) in model group (all

P <0.05) ,and they in each time subgroup of model group were significantly higher than those in control group (all P <

0.05). Conclusion Spleen impact injury could lead to the rise of autophagy level in spleen tissues, and the autophagy

related proteins levels within 12 hours after splenic impact injury increases progressively with time going.

Key words: Spleen impact injury; Autophagy; Homologue of yeast autophagy related gene Atg6; Homologue of yeast

autophagy related gene Atg8
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