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Expression of EPHX2 and Spl gene in rat liver following severe hemorrhagic shock and resuscitation
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[Abstract] Objective To evaluate the effect of severe hemorrhagic shock and resuscitation on expression of EPHX2 and
predictive transcription factor Spl in rat liver. Methods Spl was selected for study following software prediction of the
transcription factors of EPHX2. A total of 25 SD rats were randomly divided into 5 groups (n=15): control (CON) group,
hemorrhagic shock (HS) group. 1 h after hemorrhagic shock and resuscitation (HSR1) group, 3 h after hemorrhagic shock and
resuscitation (HSR3) group, 6 h after hemorrhagic shock and resuscitation (HSR6) group. Real-time RT-PCR and Western
blotting analysis were used to examine the expression of EPHX2 and Spl in the rat liver. Results The expressions of EPHX2
mRNA in HS, HSR1, HSR3, and HSR6 groups were significantly lower than those in CON group (P <C0. 05), those in
HSR1, HSR3 and HSR6 groups were significantly lower than those in HS group (P<C0. 05), and that in HSR1 group was
significantly lower than those in the HSR3 and HSR6 groups (P<C0. 05). The expression of Spl mRNA in CON group was not
significantly different from those in other groups. but the expressions in HS and HSR1 groups were significantly lower than that
in the HSR6 group (P <C0. 05). Compared with CON group, EPHX2 protein expression was significantly lower in HSRI1,
HSR3, and HSR6 groups (P<C0. 05), and Spl protein expressions were not significantly different between different groups.
Conclusion EPHX2 mRNA expression is decreased in rat liver following severe hemorrhagic shock, and this decrease cannot be
reversed by effective resuscitation. And Spl is not involved in the process.
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>0.9, @idEFERTEN EPHX2 A 13 R R 7,0 5%
WL MR 5 S T (NF-«BY L, H e A 45, 4% i 1 K e | ik
L PS4 2 8 40 95 3 o A AR L M Kl MK T 5 Spl Y
KRB, NICA ST EE S T Spl 78 4 i MK 78 K
HHh RS,
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72°C 20 s, 3L 40 MEE;60°C 15 5,95°C15 s, L rGAPDH
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